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[EEA] IS0 23500-4; MLIKENT; ik

Update and transformation of ISO 23500-4 international standard for dialysis concentrates
YE Xiaoyan'*, HUANG Qiyu', WU Jingbiao', LU Runchao®, ZOU Misha’

(1. Guangdong Medical Devices Quality Surveillance and Test Institute, Guangzhou, Guangdong, China, 510663 ;
2. Fresenius Medical Care R&D (Shanghai) Co., Ltd., Shanghai, China, 200233)

[ABSTRACT] The ISO 23500 series of standards stipulate the preparation and quality management of
hemodialysis and related therapeutic liquids. This series of standards embodies the wisdom of international
hemodialysis medical experts and manufacturers. This article sorts out the development and changes of
international standards for hemodialysis concentrates, expounds the update of ISO 23500-4: 2019 relative to the
previous version of standard ISO 13958: 2014, and analyzes the reasons for the update. In order to better
understand and apply this standard, this article focuses on the application and transformation of the technical
content of ISO 23500-4: 2019 during the revision process of the domestic dialysis concentrate standard in 2021.
The key changes include traits, microbial limits, bacterial endotoxin, loading capacity, particulate and solute
concentrations, and specific detection methods for citrate and bicarbonate have also been added to domestic
standards. In addition, this paper also puts forward suggestions on the content that needs to be updated in ISO
23500-4, and conducts a preliminary study on the testing methods that need to be optimized, in order to provide
reference for the inspection and testing of hemodialysis medical devices and the revision of ISO 23500-4 in the future.

[KEY WORDS] 1ISO 23500-4; Hemodialysis ; Transformation

1981 4%, 32 [F & J7 #5 b fE i P 2 (association 4t ) (RD5:1981) , i ARl T 1982 4F K fii . Bl & X
for the advancement of medical instrumentation , AA- 7 M IE 7 A 2 AU ) BR A7 M 4 R i) i3 A | X B bR
MD) & K E T MEGE T AR AR ECILBGE T R R ZIETT . 2002 4, FEPrbrifEfL 412 (interna-

KRB ) R A S EL RS EEAR AR B (2018ZDZ04)

Vel . T RAERF BMAZTRERBERSALALE, ] &, M 510663
2. W AR E AL (L) A RG], B 200233

*iBAEAE A T, E-mail : 107781964@qq.com

Eovtweik s R R A S — 1k



-+ 2024 - DTEW SIGIT AR 20224812 143

121 T Mol Diagn Ther, December 2022, Vol. 14 No. 12

tional organization for standardization, ISO) H X &
AT ML 3 AT S AH DGR T FH W 46 ) (R FR < i BT
e 45 W ) B T 1SO 13958 : 2002  IfiL & 1% A1 S AH
RIBIT WA W ), Fo58 = 5% = R 43 3l R 1SO
13958 : 2009 F1 ISO 13958:2014'"*"', 2019 4, I1SO
AT 5 MRS HTIR YT PR A i a5 o A
A 5 b, THRRCR ISO 23500 2019 2 51 A5
YE S I AT VR A B T SR AR ST R T Y
I1SO 23500-4 : 2019 IfiL & 75 ATt S A1 5 367 97 TR
F14) ] B R T A T S DU 43 < I YR AT AR DGR
i E L7/ DA

ISO 23500-4:2019 T 2019 4E 2 F & A , Bt T
I1SO 13958 &5 = bR it ISO 13958: 2014 ', 1% 1
AN A P14 AR 23 5325 100 IS R 3 AR A1
ARG AR Z B2, 1S0 23500-4: 2019 5 3%
[ 47 1 ANS/AAMUI/ISO 23500-4: 2019 , {23 47 i
BS EN ISO 23500-4: 2019 P %5 5¢ 4 %5 ] ™, AR
i 3 X ISO 23500-4: 2019 FY 55T e 5% AL 5L 05 47
Gy HT, A Bh F B ik 4 v A6 = 4ol BHFHLRY
T R W A5 AT UAA) BB MR SR A o () R B

1 1SO 23500-4:2019 BB 3

AH 1 RURR 4E ISO 13958: 2014, ISO 23500-
4:2019 & A K HEARA MM AR 1L, H AR ZER 4 3t
A b B G, AR A — SE A SR A,
FEFHNENT

F£F 1SO 23500 : 2019 F F1 b 1 A4 36 4% 5 5
ISO 23500-4:2019 % T ISO 23500-1:2019 H1 &
BLE B ARTEFIE X, IS0 23500-4: 2019 {44 88 14t
1 A 4t batch system | Bk i & £h 15 #7#) bicarbonate
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PeAh RN T R R BRI B 9% 2 (Tryptic
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I, ISO 23500-4: 2019 ¥4/ T TSA #5 77 F A W T
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o X 2 T R R T S K T VO R 9 28 R
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YAt 3 A0 45 TV ik 325 B 1 1) v 4 Y 1) TR
HWAER, TEHE, BHTHRA YIRS A
B2 7 a W B, DR VR A 1 B AN TE [ N AT TR
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QB R EARK I 1 o X T HR AR AR A &
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{18 I Y 375 A R P ik R AR R . R Ut
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2021 AEAT ML AR AR A AR e
2.3 WM E AR N

T, 2021 4F F AT L bR ERAERR RS N T 8
M e 5 W) e i) )28 AT Y pHL 223K, 1SO 23500-4::
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Table 1 Major technical differences in the translation of ISO 23500-4.: 2019 into the industry standard for dialysis concentrates
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FARZN ISO 23500-4:2019 v ] 37 B v 4 Al b
e . . o 375 T AR 47 TR ARG 5 93 T AR 4 R 1) T AL S 0 R i A
W E R LR Mo
HR i BT AR T LA B Y 2 351 14 B B Mo 25 ) T R
Tlk T2 S R W 400 0 7 4% 1) 5 BT 75 4 & 1SO 23500-5 MO EESR . B SRR I Al i S 68 0k 4 00 1) 0 ST L 85 11 RN IR B 1
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A W 24 0 1B BT IS A5 A 1SO 23500-5 B0E 25 ML AN ¥R 4 9 e i B3 B 0 P iE 2 L <0.5 BU/mL, K 4
MANHR  HEHERER, 1SO 23500-5 W HEARHES HT (<0.5 EU/ML) , #  (Hp E 25 0) JEA 746
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- S BIELE T IRAE BN TR 2 AT IRG Y R AL A IR RE TR A L SR R A B R R TR 4 TN
e 4 TR A Fhor i, TR W57 119 98.0%~102.0% .
55 T X6F VAR 00 T 1 Ao B R AE LD SR AN, B T R T
lokr AN e 4 0 ) ok e A M SR SR A I 24 ) )RS T — Tl e v T B e X
W PERBHI, A I AB A SOk & i
Vi T e S FENICTAENS FEBERPF U LAMG N T L WSRO ST, e THEE SEE LR

Tl o 1 275 U7 i

P MR RAPUE R 0 T A AR
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Livin . STAT3 FERAERE i ML X HUIR S dH 2 g 6k
% 8

BT B A% vt m B

[ ZE]1 B WIS Livin STAT3 JE N TR L IX PR I A b i Rk B . Ak A
2020 4F 10 H 2 2021 4F 12 H 1808 15 R B B2 0 1 48 51 FIR I B VB AR X 42, i s i3y
AT TARIARTT , AR B 2 TR 968 4H 2R 58 2H 8 URR AR O k70 2% 3 em) HEAT BT ST . WLSEIR 2 2L
St 52 20 2T Livin (STAT3 52K 1 33K 15 80 , 23 BT Livin T STAT3 He R 36 35155 100 55 TR J 985 115 PAC 975 327 (1)
KR, R H AR AL T Livin fl STAT3 55 R 5 BHME 3238 50 8 & T 55 4140 Livin FIl STAT3
FEN, 22 %A G378 L (4=51.064 .51.242, P<0.05) . Livin . STAT3 5 K 75 HUR IR0 P i 2k 5 B
e PR 3 30 L 9k U 5 7% LA B A ISR AT 56 (4°=3.117 ,4.493 . 3.760, P<0.05) , 5P 5] AR I 942 s 3
HIEETC R (=0.048 .0.112.,0.519 ,0.013, P>0.05) o 7E F R M J A 2 Livin FE PR 2235 BH 114 42 491 18
B 5 R STAT3 FER ZR IR I E , Livin FE R 3R I8 I PE R 6 41 8 35 A 3 i i & STAT3 JE[H 3235 FH
P A FOR R R 1 4P 1 3R 5k B OE A G (,=0.412, P<0.05) . 58 FR R 41 40D Livin 1
STAT3 KEF Z ik B 5B Th &, I i 2858 B2 IEAH G, Livin M1 STAT3 JR 2258 S THE 2 5 7 HUR IR 1)
KRR LR

(XA  Livin; STAT3; HURMME ; SESAE ; JER KA

Expression of Livin and STAT3 genes in thyroid cancer tissues in Hainan Southern China
PAN Zaixing*, PAN Jianhua, XIA Huan, YE Fangli, YANG Yao
(Clinical Laboratory of Haikou Municipal Hospital , Haikou, Hainan, China, 570208)

[ABSTRACT] Objective To study the expression of Livin and STAT3 genes in thyroid cancer tissues
in Hainan region. Methods A total of 48 patients with thyroid cancer admitted to Haikou People’s Hospital
between October 2020 and December 2021 were included as research subjects. All patients underwent surgical
treatment, and thyroid cancer tissue and paracancerous tissue samples were taken during the operation (the
lesion margin was 3cm) research. The expression of Livin and STATS3 genes in cancer tissues and adjacent tissues
were observed, and the relationship between the expression of Livin and STAT3 genes and the clinicopathology
of thyroid cancer was analyzed. Results The positive expression rates of Livin and STAT3 genes in thyroid
cancer tissues were significantly higher than those in adjacent tissues, and the difference was statistically
significant (¥’=51.064, 51.242, P<0.05). The expression of Livin and STAT3 genes in thyroid cancer was
associated with patient clinical stage , lymphatic metastasis, and capsule invasion (¥*=3.117.4.493 .3.760, P<
0.05) , but not with sex, age, tumor diameter, and pathological type ( ¥’=0.048.0.112.0.519,0.013, P>0.05).
Five out of 42 patients with positive Livin gene expression in thyroid cancer tissue were negative for STAT3 gene
expression, and three out of six patients with negative Livin gene expression were positive for STAT3 gene
expression. The expressions of the two in thyroid cancer tissues were positively correlated (r= 0.412, P<0.05).

Conclusion The expression of Livin and STAT3 genes in thyroid cancer tissue was significantly increased , and

KAeRA hda T AEREETA2A42(21A200342)
E 4 h o FTARERERA, 58, %2 570208
*EAEVEH % AL, E-mail : 170833251@qq.com
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the expression of the two was positively correlated. The abnormal increase of Livin and STAT3 gene expression

participated in the occurrence and development of thyroid cancer.

[KEY WORDS]

PR 88 J2 1 DA B Sy i DL £18 S 2590 750 8 A2 o
Z— T R W AR B, AR R
ARANWTHED | HDR MR A LR b o Bk vy . B
Xof FPR g O ER ABIFGE , AAT] 5 B 40 e 4 2 3 1
A 2 HUIR 98 & A2 FN R SR S B BEAE Y . Livin
J& I8 1= #9 W 2 1 (Inhibitor of apoptosis protein,
IAP) Z R I B2 — 51, 72 NP b vh R )
MR AR I AR R g SR A R USRI R
[F)I Livin 3 BE 2638 5 MR ARG 2 2 WA B OCR,
fdi4% Livin BCH BRTME R OS2 —2 G5
1 S S5 AL IRl 7 3 (signal transducer and activator
of transcription 3,STAT3) &—F DNA 5 & HH, )
ZAEAE THURA SR A L P e A —
FERY . AW RS, STAT3 16 9 5E [ v
R BN AE T, H A9t Hauns (5085 85 B2 1L 1805 | #F
A0 MIA% S5 5 G L X R 37 bR 4 B R A e o
HiB AW IESL, STAT3 1[5 5 MMP-1 /K- 7
e, IR T B R . R STAT3 JER R 5
IR 1Y) O R A BRI A R o AR SR AR B
HOPR 8 B AT IS, S0 A s LH LR 55 2R
Livin F1 STAT3 H)FHE N F KK, SRIE AT .

1 ARSI

1.1 — R

FPEHL 2020 4E 10 A Z 2021 4E 12 A W6 101
N BB BEWSCIA 9 48 191 HH IR B 98 S8 3 4 S F 90 %
%o KRR LB EARHZR RS, AR
W (D20 B A5 612 o HEIR I 1) fB o @itk AT
FARIGIT B ; QL2 B R 17 By 454
KIRIT B @B B MG R E B EE . HEbR
it O R HERR I E B QA FARZERAER
BB U R s FL I Lo 5 (O R i B i I 7k i
HBWRE ORI S5 AR E . Kb HER
26 0], kB E 22 6], P AR (43.124.4) %
FEOPR B 98 3L 43 180 - R B L S PR S8 3 31 4], Y
ARV AEE 17, TNM 430 Hoh 1 L 8
H33), I VIR E 156, rfBEyitisF
ARIGIT , A B R AR 2 SR 52 41 20 (i kb
% 3 cm) AR AR HEA TIFSE S

Livin; STAT3; Thyroid cancer; Pathological features ; Gene expression

1.2 Jrik
1.2.1 FEAUER 5

1L E - FE 1 Leica 2245 1 45V ML ; 48 M 305 5
W FEARTE KA RS 7L = 1 o e B %
H 7% Olympus BX40 J62% B il 5 1 1 4 30 52 50 14
A8 RS W) A 7= A TR R A 5 L ERE R
PSR A 1 F AT R S KU TR AR 5

IR A8 R R S bt A Livin £
TEREBUA (HE5 1 2019684 ) LA K St N STAT3 £ 7%
BEPLIR (L5 : 2019013) , B B 1: 50,5 L 5t A2
SN AR E A DAB 2 (855 fil G e Ak Ye (o Ay
ESEw;iR
1.2.2  Livin STAT3 3R 3K ARSI 7 7%

K H e e A LRI Livin #1 STAT3 3R 3K 7K
o A AL 2R 55 4 4 it 10% B [ 2
WA 2 S 4 um B A, R
Y1 R 47 7K Ak, & s ek i it R g &
FRHA—PUE T ACHE RN . B ™ 1%
HE U6 530 ik 5 , 77 DAB B, AT AR K&
ge K H R fen A A B R AT AR
H C0 0 1% BH M bR A S BH A X B L PBS B —
PO T BT IR
1.3 WEARR

W5 9 21 SURN I 55 2L 23R Livin  STAT3 JE [
2SR TG, 73 MT Livin F1 STAT3 K& [H #5150 5
FHODR R I RO B2 ) DG R o PPN T A 4
1Y) | ¥ i BB 44 R M AT 52 A, Livin A1
STAT3 Gt FHEAR 5 B AR M Ll hs G0R: , 67 T
S0 S5 RT A0 B o Bk ) R REALIRC 10 A A5 B AR
7, R e €0 A B R S A0 i e ) A s SR
043 : RFEM ;15 Y OnRBERR 2552 3 Y O i h
3 R R IR . 047 BHPENI & Fb<5% 5
157 BHPE A0 &5 HE A 5%~25% 52 43« B 41 it &
b 26%~50% 5 3 43« BHPE 40 0 5 He>50% . 79 200 FR
Gy e BUR B LT AR 25 5 o P £ 0~1 435 55 BH 4%
2~3 41 R PR : 4~6 43 s SR BHE :>6 43 BHMER=
(553 BE P+ r 88 B 45 B ) 26 550} 100%
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K H SPSS 18.0 et 84 s iH i Bk (x £5) 3R
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+ 2029 -

IR, R e K5 THECE R n (%) Fos R K
55 5 & F Pearson A1 M43 M1 it 8 Livin 5 STAT3
FE AR, P<0.05 M 2ZE S A G Fa X,

2 #HR
2.1 A LURE S L Livin Fll STAT3 3 [H )
FEIRTH I LB

FH R L 988 2 29 T Livin #1 STAT3 355 R 1) BH 4

F kR W TR 55 4 4P Livin M1 STAT3 24,
FEREG I FE X (P<0.05), WFE1EL,
2.2 Livin STAT3 3R 3355 HOR B9 41 2001 IR
CEEAEE PSS

Livin STAT3 JERITEHUIR ftdes h ) Rk 5 &
I PR 43300 L 9 B % D) R B B3R T A 56 (P<0.05)
S0 AR R AR R B S R SO Ok (P>
0.05). WLF#E2,

K1 EHALINEZHLT Livin FASTAT3 BRI RIEB RS (n(%) ]

Table 1 Comparison of Livin and STAT3 gene expression in cancer tissues and adjacent tissues [7n(%) ]

m Livin e STAT3 .
AR T meE rERE @RE R TEE mmE R @aE e
R 6(12.50) 19(39.58) 13(27.08) 10(20.83) 42(87.50) 8(16.67) 13(27.08) 15(31.25) 12(25.00) 40(83.33)
JESFH L 43(80.58)  4(8.33) 1(2.08) 00(0.00)  7(14.58) 45(93.75)  3(6.25) 0(0.00) 0(0.00) 3(6.25)
71 51.064 51.242
P1H <0.05 <0.05
A C D

TE: A RIS B RS C FURIRIE LY DRl

E1 RIRBEALMESZHE STAT3 . Livin BB HLEE (x200)

Figure 1

Immunohistochemical staining of STAT3 and Livin in thyroid cancer tissue and adjacent tissue (%200 )

R2 Livin STAT3 BEAREZERRBEALAGERFEREZENEXER (2(%) ]

Table 2 Relationship between Livin and STAT3 gene expression and clinicopathological factors in thyroid cancer tissues [ 7(% ) ]

Livin

STAT3

A2 ) /;
R n Bt e AR PR A
451 5 26 3(11.54)  23(88.46) 0.048 2005 5(19.23)  21(80.77) 0.269 2005
@ 22 3(13.64)  19(86.36) 3(13.64)  19(86.36)
A (%) <40 19 2(10.53)  17(89.47) 0112 2005 3(15.79)  16(84.21) 0.017 2005
=40 29 4(13.79)  25(86.21) 5(17.24)  24(82.76)
JifE EL 4% (em) <1 14 1(7.14) 13(92.86) 0.519 2005 2(14.29)  12(85.71) 0.081 ~0.05
=3 34 5(14.71)  29(85.29) 6(17.65)  28(82.35)
I PR 43 1A 1.1 33 6(18.18)  27(81.82) 8(24.24)  25(75.76)
. v 15 0(0.00)  15(100.00) 3117 <005 0(0.00)  15(100.00) 4304 <005
i BRI TR E DS INT 31 4(12.90)  27(87.10) 6(19.35)  25(80.65)
TE R 17 2(11.76)  15(88.24) 0.013 >0.05 2(11.76)  15(88.24) 0453 >0.05
3 il F B p
MR H 19 0(0.00)  19(100.00) 403 <005 6(31.58)  13(68.42) 5 035 <005
o 29 6(20.69)  23(79.31) 2(6.90) 27(93.10)
[N a3l el 17 0(0.00)  17(100.00) 3760 <005 7(41.18)  10(58.82) 11385 <0.05
7o 31 6(19.35)  25(80.65) 1(3.23) 30(96.77)
2.3 HURMREH LU Livin 5 STAT3 34 Rk 3 e
N JTE

KA

Pearson 1 5 1P 43 7 /s W9 & 76 HOR IR 6
ZH A Y ik B OE A 2R (,=0.412, P<0.05) o UL
#* 3.

290 RO T 2 A PR LR R R e A
0 T DN ZR T 200 P 0 T SR 9 LA 4 K
S-S £ ) AL DA 0 A R A T S R R R
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x3 HRBEBALSP Livin 5 STAT3 ERRIENX &
Table 3 elationship between Livin and STAT3 gene

expression in thyroid cancer tissues

STAT3

Livin e wwe e a0 PH
iR 3 1 1 1
S 1 6 : ,
FREERATE 2 4 3 A 0412 <0.05
EWE 2 2 | )

e RIEAEVICRY . AR R TR 4
PR T- IR MPLIT-IE . Livin 30408 &
A IAP ZE P TR Z — , K28 ¥H
INK Livin 30560 8 7 (%) 32 ZE AL A2 38 3 TAPs B B
A 1Y BIR X 454 Caspase K%, il Capase %
G PR DT 35 1) B BT 9 1 52 AR R R A 1 7
oA M AN A T A BT s,
L& F i B Livin £ 2 Fp 420 = 658, v] 8
HERERA K, IEHRAAL Livin R85
ANFEIR e RS ZH 4R Livin 19 2635 7K -
W, B B ETIGRIAH Livin 538 8 00 &
R RAEYI LR, STATS W&t 4F K5
M SN Z —, HATIAKH STAT3 2 5 T Mg
KR R T STATS 38
I TR PR T AR S R Rk R R T
JEM KA K, IIAH Livin F1 STAT3 B2 K1)
FEIRI 5 IR 1 &R R A R
ASCAAT T HUR B 4L 20 S 9 57 L 2 Livin
FSTAT3 B H AT, 25 R o, AR IR 21
ZUrh Livin F1 STAT3 F R 1) BHPE 26 15 2R 01 (g /& T8
e 2P Livin M1 STAT3 32 PR 0 PRVE F6 36 %, 45
B Livin 1 STAT3 & H 55 338 5 HUR BRI & A4
HAE—EXR, RLAEX T Livin STAT3 3£ [H
235 5 IR R g 40 200 R B R R 6 R L 4521
7R, Livin . STAT3 55 BKIAE TR B g Hh ) 38 7K F-
5 EBFE G R Ok B R DL KA BRIR T A G £
TEMREL 56 RS AR DL R RS T LIV 35 19
BB, Livin Fl STAT3 J& [ F R BHPE R0 &, 45 SR 42
7R, Livin F STAT3 3 [F 2 35 7t 51 vl GBS T B AR
i g 200 A2 28 kiR, A g A LA A ) LR
TEWEL R IR ZH 2P Livin 5 STAT3 2 H KA Y
KZM RIN, Livin 5 STAT3 75 HAR IR H SR iy
KR IEAE, B Livin FRIKIKF-FH 55, STAT3 kK
AT . 7E Wang HY 55 A B9 Hh & 80, L AR
S B T Y STAT3 BB VS Livin LR ¥4 5% 2 i

ity 20 R 55 % . STAT3 REWE— 9845 Livin J£ 14
T si T Livin FEPH S 2R3K , $0 60 b 968 40 Bl ) R 5
IF] FRF S B A2 2F 1 A8 PN B A 4 PR i 658 fE e
AR ARG A ol 1K= 94 o i ke PSP BRI 2 s AR SN
NN STAT3 FikFHE it — D4R 3 Livin 5L ik
(T, DR T R AR 1 R A T R

ZE B R HOR IR g 41 2 Livin F STAT3 %
PR 2% 35 B S T, R R 3R 08 2 IE AH G, Livin 1
STAT3 BN E X R HE A ESH THREEN R4
g R,

S 3k
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EwHE X AW KA EERT

[# E] BB FHZEREE N (EQA) /M L ifF M DX i PR 55 56 % il i % 5 2 K I F 32 4
(EGFR)JEH 278 H kAR J) . F7i% 6 & A F8 2 EGFR 2845 (v i 1) e A M 2 , 3 2o et 75 17 24
H[H 2H DNA 1l 45 7T A TR 40137 85 DNA (cell-free DNA , cfDNA) A 3L DR F BE, 28 Fr B 3 5 B 578 Wi
FKGM G E A BQA BEAR . 3R HL 5 Iy FEARBENL A 5 5 14 B S VP30 06 %, R e R i a] P st 47 46 0
It PALEE R R MR ZS RGP LR AE S . SR 2019 4F £ 2021 44 BINCE]A ZL IR 25 51 33
20 27 1y o SV SL0G 2= fe W H 0 o ARMS 5, 40 3R 66.7% (22/33) | 75.9% (22/29) F 74.1%
(20/27) , H:¥k A1 dPCR %5 1 NGS 5, 439l 8 12.1% (4/33) . 13.8% (4/29) . 14.8% (4/27) 1 21.2% (7/33) .
10.3%(3/29) \11.1%(3/27) . 1o HR &5 5 58 4= 1E B 1) 55 56 % 43 3 h 78.8% (26/33) .89.7% (26/29) Fil 96.3%
(26/27) , BB M SZ I 430 9.1% (3/33) .3.4% (1/29) F1 3.7% (1/27) o FEAR HIBEAR ST & 24 5 Ky
92.7% (153/165) . 97.2% (141/145) F1 98.5% (133/135) . AFFEFEA B, AR BHYE R 4351 R 1.8% (3/165) |
1.4% (2/145) F1 0% (0/135) , BB PE 53 34 5.5% (9/165) . 1.4% (2/145) F 1.5% (2/135) ., i i
DX R S 56 25 IR EGFR 55 R 58 AR R i A A5 5 28 A e, {HLA 00 S 90 35 A 68 0 i A4 8o LA, I R
SE6 20 3 0 20 EQA T 2 LA HR 4 et HAG I o
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Retrospective analysis of external quality assessment of blood EGFR gene mutation
detection in Shanghai area

FAN Xiaoyu, SHI Chunli, XIAO Yanqun*, WANG Xueliang*

(Department of Molecular Biology , Shanghai Center for Clinical Laboratory , Shanghai, China, 200126)

[ABSTRACT] Objective To evaluate the performance of clinical laboratories in Shanghai for their
ability to detect epidermal growth factor receptor (EGFR ) gene mutation in peripheral blood by external quality
assessment (EQA ). Methods Tumor cell lines containing specific EGFR mutation sites were selected , and cell-
free DNA (cfDNA) was fragmented by sonication from genomic DNA. After identification of fragment length
and detection of mutation frequency, cfDNA was prepared as EQA samples. The EQA sample panel, which
consisted of 5 samples, was blindly coded and distributed to participating laboratories. The results were required
to be returned via an online system within the specified time and then summarized and evaluated. Results From
2019 to 2021, 33, 29 and 27 results were submitted. The most used methods in participating laboratories were
ARMS (the percentages were 66.7% (22/33) , 75.9% (22/29) and 74.1% (20/27) , followed by dPCR (the
percentages were 12.1% (4/33) , 13.8% (4/29) and 14.8% (4/27) ) and NGS (the percentages were 21.2% (7/
33), 10.3% (3/29) and 11.1% (3/27) ). The percentages of laboratories with completely correct results were
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78.8% (26/33) , 89.7% (26/29) and 96.3% (26/27) , respectively. The percentages of laboratories with
unqualified results were 9.1% (3/33) , 3.4% (1/29) and 3.7% (1/27). The overall coincidence rate of the results
was 92.7% (153/165) , 97.2% (141/145) and 98.5% (133/135). The false-positive rates were 1.8 (3/165) .
1.4 (2/145) and 0 (0/135) , and the false - negative rates were 5.5 (9/165) , 1.4 (2/145) and 1.5 (2/135).

Conclusion The overall coincidence rate of blood EGFR gene mutation detection in clinical laboratories in

Shanghai is relatively high, but the detection capabilities of individual laboratories need to be improved. In

addition, clinical laboratories should continuously improve their testing quality by participating in EQA activities.

[KEY WORDS]

Quality improvement

%% 2 K A F- 32 {4 (epidermal growth factor re-
ceptor, EGFR) J& 32 1A I 22 B2 I i 23 ik, 32 B2 e ir
T AN . EGFR # BCAA B0 J5 B s N 15 = 1%
S R SR O D 1 B SR, 2 5 A MLAT
B BhRM BEGH W ToAF AR . EGFR 7RG XS T
%252 EGFR 4% % 2 %4 I $0 1i] 57 (tyrosine kinase in-
hibitor, TKI) i ¥ i =l /)N 20 g i 98 A8 & 2= ¢ &
o MR 2 EGFR RALIRZS H ATl oy 2
I TKI IS BN AR FiIS B bt o SR, A
A JC 1 SR 4 B A 4% I L SURE A #E 1T EGFR 28748
LI, AN JC T 6 A | HURE I Ml A o R/
LIy B R OR PR AR AR AT RE D S AR A I . K
WF 5T 2 W 98 240 JfL R ZH 2R T2 )5, R 4 i DNA
A LU 2 g ek R/ 3 ey 3R 2 B S R TCHE A L
8, 1S DNA B4 L i 25 DNA (cell free DNA,
cfDNA)'"' . cfDNA #E47 kK 28 8 K I HAT LA T ¢
R L ARAE T s 2. AT Sh B BRI AL PR i
W ofDNA #47 EGFR 2878 6 £ 1 Ay AT 47 11 20
ZUEA IR AR

H A PR L i % EGFR Z€ 48 A6 il & FH 5 ik A
P 4% FH ¥ 28 7% & 4t (amplification refractory muta-
tion system, ARMS) . {5 i £ Jl| J¥* (next- generation
sequencing, NGS) . 1 “¥* PCR (Digital PCR, dPCR)

Epidermal growth factor receptor; Gene mutation; External quality assessment;

S5 JT AR R 2 T BRI 235 SR W) T REAEATE 25 5
[, ofDNA R B/l s iis ™ S &g, /i
3o 2 B, X B N B R TN 2 00 SR
B A~ 20 B8 PR [R) R34 AT S RS 0 4 2R S B ()
R, DT S i A I 25 R A AR 1 . ASAIE O A A
A A ALL ofDNA [ FE A, I 4 HoAR O % 1) JiT &2 07
ffi (external quality assessment, EQA) £ A& Jf J&
EGFR & [F 58 22 45  (1 EQA 1 3l , LA & B 52 4
A 3k v BT A AE R R, TR 3 e R o A
i i H o

1 #RERE

1.1 40
111 FgEH

RPMI 1640 17 % 3& (525 : A1049101) \Ham’s
F-12K #7555 (42 5 : 21127022) | Leibovitz’s L-15
B3R 3L (485 0 11415064) | Jif 4 IfiL 35 (Fetal Bovine
Serum, FBS; %% 5 . 10099141C) HI i & (1
(0.25% ) (425 :25200114) 1 [ 3% [ Gibco 23w (KL
& :500 mL/J#) o
1.1.2 Y RAPSE RIS IR 07k

S T AU M R A 5 AR 6 A5 W SR YR RN
AR RS TR, WAk 1,

x1 HREMBEFREHE

Table 1 Cells and culture conditions

S AR, KRk Wt T ) 2 I
A549  NEr EGFR 275 i /5 AE 74 Ham’s F-12K (% 10%FBS ) 37C .5%CO, e [ B2 e 240
H1975 p.T790M #il p.L858R %45 RPMI 1640 (% 10%FBS) 37C .5%CO; e R A B 20 A R
NCI-H820 p.T790M 2875 RPMI 1640 (% 5%FBS ) 37C .5%CO, & AR A ) o e H
HCC827 del E746-A750 5875 RPMI 1640 (% 10%FBS) 37C .5%CO0, v R} 2 e 40 i A
KYSE 270 p.L861Q 74 Ham’s F-12K H1 RPMI 1640 (£ 2%FBS ) 37C .5%CO, s ] ] SR SR e
SW48 p.G719S 5715 Leibovitz’s L-15(# 10%FBS) 37°C . 100% %, e A o A 0 ot SR O
1.2 k5] er Scientific 2 @ , 555 : A29319) ; X 4% DNA & =

DNA #2 Bt il 7 £ (7 [% Qiagen 24 Al , 5% 5 :
69506 ) ; JiF 2 DNA #2071 & ( 22 & ThermoFish-

R 9 H iR 65 (32 [E ThermoFisher Scientific
INE]L 55 Q33231) 5 A2 EGFR K] 28 75 A6
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M & (T3 A, 5845 . ADX-EG14-LC) ; Agi-
lent2100 £ .05 70 Bt R G Be 2857 (52 [E Agilent
81 s dPCR % 654t (35 [E ThermoFisher Scientific
/v 5 dPCR BEE IR (3£ Bio-Rad A H]) .
1.3 44

TR AR B 24 (15 [E Memmert 23 ), S
INC153) 5 75 i B A (36 [E] Covaris 24w, B145
LE220) ; Qubit 3.0 %t 5 £t {¥ ( 35 [E ThermoFisher
Scientific /A & , 85 : Q33216) 5 4= ¥y /3 HrAX (35 [
Agilent 23 ], 15 : 2100) ; % 50 7 PCR ¥ ([
Bio-Rad /A ) , 5 . QX200) ; %¢ Yt & & PCR ¥
(%1 Roche 23 A] , 145 . Cobas Z480) .
1.4 Jds il &

B 9% 20 Jf 4R RS [F ZH DNA, 28 88 7 0l il iR A
XJ 45 41 L 56 R 2 DNA AT T W0, S50 TR
W AF Ry 450 W, 53R b N 30% , k& & JE 1K h 200,
Ab ST ]S 240 BB AT 5 15 20 AS [5] 20 ik U5
/N B DNA, A L3R )5 42 ¢fDNA, R H Qubit
3.0 9% E B AL E cfDNA ¥k 5 F 1] Agilent
2100 4= W1 53 Br AL 43 1 cfDNA Fi BEfI I /N A 5 |
FH QX200 W 1% %1 7 PCR X 43 By 5 48 45 2, {ifi ]
QuantsSoft A4 X B HME W R % B 17581 A
X REAFFRAIEAT T o A I R AR BT -20C
B URIAAE
1.5 Z[A G

EQA FEA S A 45— 7 BF AR AUREA I DU <7 5 AR Y
FEA . HEHL 5 J5 ¥ HE A B 2 s i E 2T
B, BRI AE R A B ] P £ R R ARG I R 5 (4
FEAER RN 5 AR ) HEA TG I O [ R 4 SR . 4%
Il PRS2 55 %8 EQA BLRITAN HAG TN RE 1, 1553 100 4
WGBTS , 15453 80~99 K5 #1553 /NT 80 WAH
¥, RS A AR BFEASL X100,

2 H#HR

2.1 FEAIPAG SR

15 S i) 48 Jf SH U g A T AR AEL cfDNA A BE AL
K, 22 % H R BEK E 2 160~180 bp, WLIE 1. Kt
H M ARG, 25 dPCR 6 I3 52 H 58 A8 i % 24
$70.9%, LI 2, ARMS Fa il 25 5 ik 7 45 il 45 A T
B cfDNA #5717 2848 SN A5 R —3. WK 3.
2.2 BVFSLEEE RIS GO (] 5 PR 245 R

2019 4F 2 2021 4853 BRI A R m i 25 R 33
20 F1 27 {1y o S IFSL 50 % 5 i 0 7 1 ARMS

1 fDNAFRBRKES
Figure 1 The size distribution of cfDNA fragment

B2 RETFMEREIE
Figure 2 Validation of mutation heterogeneity rate
Amplification Curves

PT790M
pLB6IQ

del E746-A750

10 20 25 30

Cyeles
B3 EEFREFMNERRE PCR Y B
Figure 3 Fluorescence PCR amplification curve of external

quality assessment samples

2% (66.7% . 75.9% 1 74.1% ) , H: % &y dPCR %
(12.1% . 13.8% #1 14.8% ) #1 NGS #: (21.2% .10.3%
M11.1%) . FIREESTEHEI], 2019 4F 26 525
% (78.8% ) 17 4 45 S 5% 4 1E 8 (100 73 ) , 4 %
(12.1%) B E 7 (8043 ) , 3 K (9.1% ) [MER A G Hs
(<8041 ) ;2020 4F- 26 ZX LI 2 (89.7% ) [l i 45 5 5¢
SER(10043) ,2 % (6.9% ) WA Ak (80 43) 1 %
(3.4% ) AN A H6 (<80 41 ) 52021 4F 26 KL=
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(96.3% ) [A1 4R 45 S 52 4= IE 1 (100 43 ) , 1 K (3.7%)
ARG (<804) . WFE2,
£2 BELWRERAFEMENESN (2(%)]

Table 2 Methods and performance scores of participating
laboratories [n(%) ]

25 1) B AR 0 B

T iU B

VRS EH 100 80~99 <80
20194  ARMS 22 16(72.7) 3(13.6)  3(13.6)
dPCR 4 3(75.0) 1(25.0)  0(0.0)
NGS 7 7(100.0) 0(0.0) 000.0)
20204 ARMS 22 19(86.4) 2(9.1) 1(4.5)
dPCR 4 4(100.0) 0(0.0) 0(0.0)
NGS 3 3(100.0) 0(0.0) 0(0.0)
2021 4 ARMS 20 19(95.0) 0(0.0) 1(5.0)
dPCR 4 4(100.0) 0(0.0) 0(0.0)
NGS 3 3(100.0) 0(0.0) 000.0)

3 X EQA 1 g h |, B AR AR AT 5 2853 3
92.7% .97.2% .98.5% . B A= RIAEA R WL | 4 Al BH
PEGE S o8 AR BURE AR | 45 R 35 B A B 1k
ol Ho 1912 S AR & KA (p.T790M+
p.L858R) 7 & R He A%, M 81.8% , 73 S 56 = AN AG:
I —Fh AR KA AR IR L. WK 3. B
Az BURE AR AR RUREAR (9 75 5 2253 3124 100% (89/
89)F194.9%(338/356) , W34,

R3 EGFREERTWMEAZAMEEFREFMH
Z£R [(n(%)]
Table 3 Sample panels of EGFR gene mutation detection

and results of external quality assessment [7(% ) ]

FEA i 5 T 35 [R] 75 a3 MR EBPER
2019 4F- 153(92.7)  3(1.8) 9(5.5)
1911 p-.T790M 31(93.9)  1(3.0) 1(3.0)

= AR
1912 (p.T?iﬁz;%%SSR) 27(81.8)  1(3.0) 5(152)
1913 p.L861Q 29(87.9)  1(3.0) 3(9.1)
1914 del E746-A750 33(100.0)  0(0.0)  0(0.0)
1915 W Az 0 33(100.0)  0(0.0) -
2020 4F 141(97.2)  2(1.4) 2(1.4)
Aa AN GRR
2011 (p.Tw%ﬁfging) 27(93.1)  1(34) 1(3.4)
2012 p.T790M 29(100.0)  0(0.0)  0(0.0)
2013 del E746-A750 29(100.0)  0(0.0) 000.0)
2014 p.G719S 27(93.1)  1(3.4) 1(3.4)
2015 LisgaEply 29(100.0)  0(0.0) -

2021 4F- 133(98.5)  0(0.0) 2(1.5)
2111 p.G7198 26(96.3)  0(0.0) 1(3.7)
2112 Lisgaceit] 27(100.0)  0(0.0) -
2113 del E746-A750  27(100.0)  0(0.0)  0(0.0)

S PAY N
2114 (p.T7§)ﬁ:;ing) 26(96.3)  0(0.0) 1(3.7)
2115 p.L861Q 27(100.0)  0(0.0) 0(0.0)

T B A RUREACR I SR BITEA AR =" 35R

x4 HEAHEAMREREAHHES:
Table 4 Conformity rate of wild type sample and mutant

type sample

Y WA FTREC RASHAR IR

2019 4 33 33 132 120
2020 4F 29 29 116 112
2021 4F 27 27 108 106

At 89 89 356 338

e ¢ I 4R A A 5 = I 0 R A A /A R A et
RURE AR 4555 = S8 AR AT £ B0 S R AR

3 it

EGFR 3 [H] 5 A5 1) 1 B A 0 X6 1 58 ) 245 90 1)
BEBE ST HI W G B, AR TCTE ARAS B A% iR
L ZIREAS B T s 2 WE 7 84, 1LY cfDNA 1]
YERHLREAR R EARER, . SR cfDNA f77E
DU FRR M O R Be B, 29 166 bp™ 5 @25
Witk , 2528 16 438l ~2 /NG B F i AR, il
cfDNA ¥ & 244 1 000 ng/mL, ¥ 180 ng/mL"™,
H T R AT ofDNA A i 5 H B4 2k g
R S EO BB TESS R . AN, BRIy ik
“F I i U |, B s TE Gl i H AR B 5 O
SRy PRI ARG 00 Jo B, T LR A A8 JoT i PRI i
R A TE 1 cfDNA JBfas i W e ko ) 40 A

cfDNA J5i 5 fih il £ 3o i rp— A~ SC B BR 1 A2 X
SE A 01T 59 V) LAARAS B Befk DNA, H Rl =307
PAHE A A AR O MR RS
FTIK 3L N 2H DNA 3iH cfDNA REAS , FH T JC 8177 i
FLAS I EQA & sl , 25 R UF S8 HAE iy EQA FEAR
U Bk P AR A e S R A N T
R fDNA , %8 52 B 7R ofDNA F BEK 24 160~180
bp, AL S A6 0 5 725 B 2R 24 24y 0.9% , 3% 3¢ W 3
1 R A5 1) fDNA JF 428 i P 488 R 42230 0L
SEIMHK cfDNA FrBesi A , Wl RAEAR

ARHULTF 2019 45 2 2021 A5 F1) FH il 85 1 B 48
21 21 S 1 EGFR JE R 28 8 Kl EQA 1% 8l . —
AR R BT LR = 505 R 78.8%(26/33)
89.7%(26/29) ,96.3%(26/27) , 3 IS TPS2 6 %8 1k
EGFR F [K 58 48 K6 I 8 ) AR 80 HB AR 4 =
“ K EQA IR ZE R £5 65 R AR A 1912 %
BAER (p.T790M+p.L858R ) (81.82% ) Fl 1913 5
p.L861Q %75 (87.88% ) , Hirh 43 jill 5 83.33% (5/6)
F1100% (3/3) I EE R BATE o 3 Hr FEHEARLF
AJEFAT : DcfDNA & 4K H & A Bofe, R
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[ B BT 25 A RCR 22 B AT RE A K s QMR A2
AT et T EQA FEA TSR IR, Kl A D1 #AE
BRZE T AL, W cfDNA FhAA5 Z A0 A5 ; (R BH R4S SR ]
REPR M Ead B 22 X5 e T . A EZS SR rp
A 87.5%(7/8) 2 L0 % [ @7 VA IR, R kAT
A3 BT RS R AT B L Ol R A i E L A
RZ—o WL, W mai L= 0l MLLF
JUA 7 i sEA Tk - O 438 R FE BGA I, IF 78
S ITAl I DNA FlIHR AL s @ik — 2 g A 535,
8 NG E L (= S AT Bl B K s o = IR
PR DL e iR 22 X T80 % [ J# ik,
N HEAT 7853 B M RE A S PR A S SR .

g5 TR, R 4 M 3R 25 7 10 EGFR 2 [
G AR FEA ] F0 A3 BLRAIE R FEAS | 3K 30 Wy s A ) 4=
R H M. BQA 25 MR WK HR 419255 % EGFR
B DR 5 AR A6 I i 7 B4, (R A ST 6 A T i
T PR . IV EGFR £ [K 2848 EQA AT ittt Fn i
o I ARSI 6 2 A 00 %) (AR o, Ay I AR 5 AL )
2R 28 5 o

S E& ik
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Propofol inhibits the proliferation and migration of hepatocellular carcinoma cells and its
mechanism of ferroptosis pathway

TAO Lei, WANG Di, SHU Shuhua*

(Department of Anesthesiology, The First Affiliated Hospital of University of Science and Technology of
Hefei, Anhui, China, 230001 )

[ABSTRACT] Objective To investigate the function of propofol in the proliferation and migration of
hepatocellular carcinoma cells and its relationship with the ferroptosis pathway. Methods Hepatocellular
carcinoma cell lines, HepG2 and Huh7, were treated with different concentrations of propofol. After 48 hours,
CCK8 and Transwell were used to detect cell proliferation and migration. Next, the effect of propofol on the
proliferation and migration of hepatocellular carcinoma cells was evaluated by addition of a specific ferroptosis
inhibitor (ferrostatin-1) or activator (RSL3). Finally, Immunofluorescence and Western blot were used to
examine the level of ROS and the expression of SLC7A1l, SLC3A2 and GPX4 to determine whether propofol
regulates the ferroptosis pathway. Results Compared with the untreated control group, the addition of propofol
can inhibit the growth and migration of hepatoma cells with a final concentration of more than 10 pwg/mL (F=
34.06,10.18, P<0.01 ). Meanwhile, a final concentration of 10 ..M Ferrostatin-1 was able to inhibit the effect of
propofol in hepatocellular carcinoma cells (F=22.48, 23.13, P<0.01) , while 3 pM RSL3 and propofol
synergistically treatment will further inhibit the progression of hepatocellular carcinoma cells, and the
differences are statistically significant (F=68.79, 24.60, P<0.01). Propofol had no effect on the expression of
SLC7A11 and SLC3A2, but reduced the protein level of GPX4 (F=29.48, 53.62, P<0.01). Conclusion

Propofol can down-regulate the expression of the ferroptosis gene GPX4. Therefore, regulating the activity of
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ferroptosis can affect the inhibitory effect of propofol on the proliferation and migration of hepatocellular

carcinoma cells.

[KEY WORDS] Hepatocellular carcinoma cells ; Proliferation ; Migration ; Propofol ; Ferroptosis
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Valure of WBC count and lymphocyte subsets in judging the condition of children
infected with Mycoplasma pneumoniae

YIN Haizhen*, WANG Weiyuan, LIU Xiaoyu

(Department of Pediatrics, The Fourth Affiliated Hospital of Nanjing University of Science , Nanjing, Jiangsu,
China, 210031)

[ABSTRACT] Objective To explore the value of white blood cell (WBC) and lymphocyte subsets in
judging the condition of children infected with Mycoplasma pneumoniae. Methods 296 children with
Mycoplasma pneumoniae infection treated in the Fourth Affiliated Hospital of Nanjing Medical University from
February 2020 to November 2021 were selected as the observation group, and they were divided into the severe
group (n=109) and the mild group (n=187) according to their condition. 100 healthy children admitted to our
hospital for physical examination in the same period were selected as the control group, and their basic
condition, blood routine examination and lymphocyte subgroup data were collected, and the influencing factors
related to their condition were analyzed, ROC curve was used to analyze the judgment value of its main
influencing factors on the condition of children. Results White blood cell count: severe group > mild group >
control group, the difference was statistically significant (F=198.878, P<0.05). The levels of CD3+, CD4+,
CD8+, CD4+/CD8+, CD19+ : control group > mild group > severe group, the difference was statistically
significant (F=71.295, 119.900, 66.210, 3.799, 93.355, P<0.05). There was no significant difference in
hemoglobin, platelet count and NK cells among the groups (P>0.05). The multi-factor results showed that white

KAeRA GLisFFEFEEALT KA (QNRC2016833)
VEkds TR B R AR F E WG ERILE, i, 210031
*iBAZAE A, E-mail : 18951904400@163.com



BRI SR 4 20224612 7 #5144 451241 J Mol Diagn Ther, December 2022, Vol. 14 No. 12

+ 2041 -

blood cell count, CD3+, CD4+, CD8+, CDI19+ were the influencing factors of children infected with
Mycoplasma pneumoniae (P<0.05). The multifactor results showed that leukocyte count, CD3+, CD4 + ,
CD8+, CD19+ were the influencing factors of Mycoplasma pneumoniae infection in children (P<0.05). The
prediction equation of logistic regression model is y=1.213 x 1-0.894 x 2-1.062 x 3-0.875 x 4-0.943 x 5 + 5.633.
The sensitivity of prediction for children with severe Mycoplasma pneumoniae infection is 96.33% (105/109) ,
the specificity is 86.10% (161/187) , the accuracy is 90.88% (269/296) , and the AUC of ROC curve is 0.889.
Conclusion The combined detection of white blood cell count, CD3+, CD4+, CD8+, CD19+ levels has good

guiding significance for the diagnosis of children with Mycoplasma pneumoniae infection.

[KEY WORDS] Blood routine ; Lymphocyte subsets ; Mycoplasma pneumoniae ; Children ; Infection
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Table 1 Comparison of blood routine among groups (x +s)
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Table 2 Comparison of lymphocyte subsets among groups (x +s)
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Table 3 Multifactor analysis of the severity of Mycoplasma pneumoniae infection in children
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Effects of long non-coding RNA HNF1A-AS1 on the proliferation, invasion and EMT of oral cancer cells
SI Yajing*, ZHANG Jianli, ZHENG Xueli

(Department of Stomatology, The First Affiliated Hospital of Henan University of Science and Technology ,
Luoyang , Henan Province, China, 471003)

[ABSTRACT] Objective To explore the role and mechanism of IncRNA HNF1A-AS1 in oral cancer.
Methods The expression levels of HNF1A - AS1, miR - 320d and PBX3 in HSC-6 and HOK cells were
determined. The expression of HNF1A - AS1, miR -320d and PBX3 were up - regulated or silenced, and the
proliferation, invasion and EMT ability of HSC-6 cells were determined by MTT, Transwell and Western blot,
respectively. The relationship between HNF1A-AS1, miR-320d and PBX3 was analyzed by double luciferase
reporter gene assay. Results Compared with HOK cells, the expression of HNF1A-AS1 in HSC-6 cells was
significantly increased (P<0.01). Down-regulation of HNF1A-AS1 expression inhibited proliferation, invasion
and EMT of HSC-6 cells. HNF1A-AS] targeted miR-320d. Compared with HOK cells, the expression of miR-
320d in HSC-6 cells was decreased, and the difference was statistically significant (P<0.01). Down-regulation
of miR-320d expression promoted proliferation, invasion and EMT of HSC-6 cells. Up-regulation of HNFI1A -
AS1 expression promoted the proliferation, invasion and EMT of HSC-6 cells through miR-320d. miR-320d
targeted PBX3. Compared with HOK cells, the expression of PBX3 in HSC-6 cells was increased, and the
difference was statistically significant (P<0.01). Down - regulation of PBX3 expression inhibited the
proliferation, invasion and EMT of HSC-6 cells. Down-regulation of HNF1A-AS1 expression inhibited PBX3
expression through miR-320d. Conclusion LncRNA HNF1A-AS1 facilitates PBX3 expression by targeting
miR-320d to promote oral cancer development.

[KEY WORDS] HNF1A-AS1; miR-320d; PBX3; Oral cancer; Proliferation; Invasion
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Figure 6 Down-regulation of PBX3 expression promoted the proliferation, invasion and EMT of HSC-6 cells
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Correlation between serum 25 (OH) D3, NT-proBNP and the risk of MACE in elderly
hypertensive patients with chronic heart failure

CHENG Lei'*, SONG Hong®, WEI Jia'

(1. Department of Geriatrics, Chaoyang Hospital, Huainan, Anhui, China, 232000; 2. Department of Cardiology ,
Chaoyang Hospital , Huainan, Anhui, China, 232000 )

[ABSTRACT] Objective To analyze the correlation between serum 25(OH) D3, NT-proBNP and the
risk of major adverse cardiovascular events (MACE) in elderly hypertensive patients with chronic heart failure
(CHF). Methods A total of 91 elderly patients with hypertension and CHF who were admitted to the
Department of Geriatrics of Chaoyang Hospital in Huainan from January 2019 to December 2021 were selected
as the research subjects, and they were divided into the observation group according to whether the patients had
MACE 6 months after discharge (incidence of MACE, n=22) and the control group (without MACE, n=69) ,
the clinical data and serum 25(OH) D3 and NT-proBNP levels were compared between the two groups, and the

Spearman correlation was used to analyze the serum 25 (OH) D3 and NT-proBNP levels. The correlation with
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the risk of MACE, the multivariate Logistic regression was used to analyze the independent influencing factors
of the occurrence of MACE in elderly hypertensive patients with CHF, and the receiver operating (ROC) curve
was drawn to determine the effect of serum 25 (OH) D3 and NT - proBNP on elderly hypertensive patients.
Predictive value of two parameters for MACE in patients with CHF was determined. Results The left ventricular
ejection fraction (LVEF) and serum 25 (OH) D3 in the observation group were significantly lower than those in
the control group, and the levels of interleukin-6 (IL-6) , interleukin-2 (IL-2) and NT-proBNP in the observation
group were significantly higher than those in the control group, and the ratio of NYHA grade II-IV was higher
than that in the control group. The difference was statistically significant (r=5.885, 6.973, 33.439, 43.147,
23.957, ¥’=6.113, P<0.05). Spearman correlation analysis showed that the expression level of serum NT-proBNP
was positively correlated with the occurrence of MACE in elderly patients with hypertension and CHF, while the
expression level of 25 (OH) D3 was negatively correlated with the occurrence of MACE (P<0.05). Logistic
regression analysis showed that low levels of LVEF, NYHA grade lll-1V, highlevels of IL-6, IL-2, 25-(OH) D3
and low levels of NT-proBNP were independent influencing factors of MACE in elderly hypertension patients
with hypertension and CHF (P<0.05). The ROC curve results showed that the areas under the curve of serum 25
(OH) D3, NT-proBNP and combined detection in predicting MACE in elderly patients with hypertension and
CHF were 0.849, 0.837 and 0.915, respectively. Conclusion Clinically, serum 25(OH) D3 and NT-proBNP

can be used as auxiliary reference indicators for predicting the risk of MACE in elderly hypertensive patients with

CHF, and provide a basis for the assessment of MACE risk in elderly hypertensive patients with CHF.
[KEY WORDS] Serum 25(OH) D3; NT-proBNP; Elderly hypertension with chronic heart failure ;

MACE risk ; Correlation
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QAEWY=60 % RS 4F s DK@ Bos N A
BN RIE . HBRARHE: OB I A S5
PRI SO R LB A F IR 3 AN H 3
QB IR PP s @ ZE O S5 O IR TR
50 DA RO ORI H A . ARSI 2 R W B S B
PR AR HEZR 5y 2 ik O
1.2 FHiE
1.2.1  FEbRtamte

BH T =2 B IR L F K 4 mL, I &
TR EE ) T EE [ 30 min J5 , HCE T %W &0 LT
L) 2 500 r/min, &.0>2E42 8 cm, B0 E] 10 min £
S AT B O IR M bR AS , B F-80C KT
PRAFFRAG | SR 1 0T 2 1% - R B o 3 3o A 0,
18 25-(OH) D3 7K -, A3 Ry WA €03 - R R A
() : £ AB &~ Al , Y45 : Sciex API4000) , R H
1Ak 2 & 6 EE K NT-proBNP 7K 37, {3 &% b Hi 4k
RN R IR BB AR 50 I I A
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BRA W, AL e601) , R4 A sk 22 & OG5 o)
Br (7 52 DU R A R B A IR A ) B
CF10) 5 P 2 1 0 4G D00 30 25 HOR IR 3% (FT4) g F
RIFBCR (TSH) K- R A A O3/ 38
[ R 2 F L S HDLL) I £ 2 10 D e 4
b, FEAFEA A0 B AR I N 42 (left ventricu-
lar end-systolic diameter , LVESD) | /£ .0 %= 47 5K
K B N 42 (left ventricular end - diastolic diameter,
LVEDD) . Z£ 0> % 5} 1fiL 73 % (left ventricular ejection
fraction, LVEF) . >k FH i E5¢ 4 58 W B 9 A 0 1
21 Jifd 4 2% -6 (Interleukin-6, IL-6) . [ 40 ig /i % -2
(Interleukin-2,1L-2) .
122 36 [ 4290 K 7 2 0 U1 BE 43 R b HE
(New York heart association, NYHA ) 43 b

I 957000 HASSZ I H 5 A0, — i
A GO DGR A 5T SRR AR
I 2% - AR T sh % B2 S22 B, HAR ST | S i AR
— s A T AR ; W AR Ty 16 sh W] e %2
B, PR TESE AR, AT — Ak Ty 0 B 2 5 | B AE
W VG Tek S SARMA 115 3, AR B AT 2
L, Hissh e,
1.2.3 MACE &£ Ak

B NBEEREYI 6 ™A 1A H A — ki iERE
Vis e W A gt 90 7 s v e A B
PO HERH O UBESESE MACE GEIR 19 85 £
1.3 Giitsorik

FH SPSS 21.0 FFAb B A , T GO LA (R £5)
Fon R K5 THECR B n (%) R, R
% K 5 5 >k H Spearman 43 #7 1l 35 25 (OH ) D3 |
NT-proBNP 5 4 & Ifil £ £ CHF (. 3# % 4= MACE
fRIAA & 5 SR 22 [ 2 Logistic [ 54341 2 4F =5 1L
JE £ CHF .35 & 4= MACE [l 3752 R &R 92k
H % ik # T.1E (Receiver Operating Characteristic ,
ROC) {1 €& 43 M7 1L 35 25 (OH) D3 \NT-proBNP X} %
AF i LR B CHF S8 3% & 4= MACE Y 9000 40 {EL .
P<0.05 J 2504 GeitA i o

2 #£R
2.1 FZW A S LA CHF 883 & = MACE )
S

R R gl B BRI AR R &
JE IMLAE W% 41 2 . LVESD .LVEDD .FT4 . TSH 4% Al
=, W ER LG IT2#E XL (P>0.05), W4 LVEF,

NYHA 43%% .IL-2.IL-6.25-(OH)D3 . NT-proBNP
KA 22 A G L (P<0.05) . WK1,

®1 MMEFESMEM CHF 2H L% MACE MER
S [(xxs), n(%) ]

Table 1  Analysis of factors affecting the occurrence of

MACE in elderly hypertensive patients with CHF

[(x£s), n(%)]

524 ot
ki o e pnfi P
() 69.41+6.10 70.16+6.23 0494 0.623
Ll
5 14(63.64) 39(56.52) 0347 0556
@ 8(36.36) 30(43.48)
e g ILAE
el 13(59.09) 35(50.72) 0.469  0.494
g 9(40.91) 34(49.28)
052 A 5

e} 9(40.91) 26(29.21) )

JG 13(59.09) 43(70.79) 0.073 0786
LVESD(mm)  46.70+8.01 43.97+7.98 1.396  0.166
LVEDD(mm)  60.71%6.13 59.34+6.19 0.906 0.367
LVEF(%) 34.23+4.91 41.47%5.06 5.885  <0.001
NYHA /3%

I~1T% 10(45.45) 51(73.91) ) )

M~V 12(54.55) 18(26.09) 0113 0.013
FT4(pmol/L) 17.29+3.01 17.71£3.39 0.519  0.605
TSH(mIU/L) 2.72+0.96 2.49+0.78 1.137  0.259
IL-6(ng/L) 23.31+1.29 11.67+1.46  33.439 <0.001
IL-2(ng/L) 84.10+3.31 56.47+2.36  43.147 <0.001
25-(OH)D3 13.46+1.99 17.69+2.61 6.973  <0.001
(pg/l)

NT-proBNP
6 078.49+496.71 3 367.74+450.94 23.957 <0.001
(pg/mL)

2.2 ANJA] NYHA 43 %% 25-(OH) D3 il NT-proBNP
TR B 8

Rifi 5 NYHA 5390 0 F+ 55, 25-(OH) D3 2 R R
Y, T NT-proBNP  IL-6 . IL-2 & [ THi&a# (P <
0.05), WL#E2,

£ 2 AFENYHA 2 %% 25-(OH) D3 #1 NT-proBNP 7K 3 i
PEE (x+s)
Table 2 Comparison of 25-(OH)D3 and NT-proBNP levels
in different NYHA grades (x+s)

NYHA " 25-(OH)D NT-proBNP IL-6 1IL-2
IR 3(pg/l) (pg/mL) (ng/L) (ng/L)
I~T% 61 18.13%2.41 3 037.63+453.52 20.19£1.07 69.94+3.19
M~V 30 13.69+2.03 6 026.84+490.84 24.08+1.03 85.63+3.52

t{H 8.683 28.765 15.283 18.602
P1H <0.001 <0.001 <0.001 <0.001

2.3 IfiLi 25(OH)D3 . NT-proBNP 5 % 4E 5 Ifil [
£ CHF 83 % ' MACE fAH X4 Hr
2% Sprarman FHICHESIHT , 455 7R, NT-proBNP
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FIK KV 5 24 = i CHF 83 1) MACE K
K 5 TEAH5E (r=0.674, P<0.05) , IfiL3% 25(OH) D3 7K
- 5 S AF 5 1L A CHF H 3 ) MACE XU 5 17
% (r=-0.711,P<0.05) .
2.4 FZWN AR I T f: CHF M35 & 4= MACE 1)
Z [N % Logistic [0 443 #T1
LA LR A CHEF (5 275 % 4= MACE 1k
R RAR  (5=0, /&=1), A LVEF NYHA 432 ( T ~
I %¢=0, M~IV&¢=1) .IL-2 IL-6 . [l 7% 25-(OH)D3
NT-proBNP 1E i B 28 & i 17 2 [H & Logistic [7] 14
I3 HT . Logistic [543 745 5 71, LVEF /K |
NYHA 534 M-IV 2% . 1L-6 .1L-2,25-(OH) D3 & /K
- NT-proBNP {Ik 7K -2 2 4F = il e £ CHF 8 5%
KM= MACE W 3lr s [ 28 (P<0.05) . L3 3.
x3 HNEESMEFCHF 2E% 4% MACERZEE
Logistic [E] 343> #f
Table 3 Multivariate logistic regression analysis on the

influence of MACE in elderly hypertensive patients with CHF

iRy B1H SE{H Wald OR{H 95% CI  P{H

LVEF(%) —0.713 0.354 4.057 0.490 0.245~0.981 0.044:
NYHA 434 1.181 0.407 8.420 3.258 1.467~7.233 0.004
IL-6(ng/L) 0.367 0.167 4.829 1.443 1.040~2.002 0.028
IL-2(ng/L) 0.409 0.171 5.721 1.505 1.077~2.105 0.017

25-(OH)D3(wg/L) —0.07 0.031 5.099 0.932 0.877~0.991 0.024
NT-proBNP(pg/mL) 0.381 0.079 23.259 1.464 1.254~1.709 <0.001

2.5 [fiL# 25(OH) D3  NT-proBNP X % 4F & Ifil
£ CHF 3 % £ MACE 4 1 1

A 10 iy 0 (A T 3 25 (OH) D3,
NT-proBNP Ul kX 2 4F /& 1L A CHF & &
4 MACE AN (E . WL 4 K 1,

4 Imi% 25(0H) D3 NT-proBNP X3 £ & [ JE % CHF
#£E & % MACE WM&
Table 4 Predictive value of serum 25(OH)D3 and NT-
proBNP for MACE in elderly hypertensive patients with CHF

Gh B
b G }Zgz WURKE SR AUC  95% CI
H
25-
-(OMD3 o6l 0610 0867 0825 0.849 0.806~0.881
(pg/L)
NT-proBNP
pro 479678 0.721 0876 0.845 0.837 0.789~0.873
(pg/mL)
Wi A 0.841 0.906 0.935 0.915 0.884~0.971
3 itig

CHF J&: J& 0 I & J i 28 R Bir BL , 1% i B
B BIET R A, CHF BN 1§ &2 2% R
AR R T ER AL, W LA B S ARBE A ) IR 2 25 )

25-(OH)D3
NT-proBNP
LES S

0.8
= 0.6
7

E 04

0.2

0 02 04 06 08 10
14575

BE1 ROC Hi%
Figure 1 ROC curve

AT RIG YT o 1 e LA > CHF G TR 2%
23 JnE CHF M9 1% |, 45 = MACE %) & A= XU, 5%
M) B TS . A PSR ORI 0
FEPR T, FLT0US A 45 SR8 H AN BRARL, PRI 3 3 v
AL % 4 5 1L R £ CHF H 3% & 4= MACE XU 1)
FEFR MR TAERY A5

1ML3% 25(OH) D3 E R4k A: KA AR R 2R
=Y, R s R N 44 2 D /K-, vk
FERSGE , H AR R ERG o] 58 LS AEHE 1 s AAS
Tk HRAIERGE MR N E 4 2% DK
SERESEXTC A R BN R VER, Rtk AE R D k=
FIUAR L AT B8 S 0 I A5 2 9 & 2B R U 1) 52 i [R]
R, AR B R 5T E RSV R 8L,
Z e RE T IL3E 25(OH)D3 S sk, S 4 A:
D ARG, NI {K S CD37/CD4'T 45 24
MU 4EAE R D 2RSS S R EBHTR H /K TR,
FARHL R AV I 55 , A DI REIR S , BlJ5 30 2%
H NYHA 2gch 1 ~ T 93 25(0H) D3 K F& T
I~V 2, iE—A Ui L3 25(0H) D3 B0 2
WA K FR . NT-proBNP J&—Ff .0 L4 L 34U
FEA RO  BERS T O A A F RS e 2
H R8T 7 P ) 12 (AR AR, REIEAR TS
LR B FIUINCo 53 N A U IR B B4 P B
AT R 5 R 2T R S I s 2, A M
FeMF5E RN, ML NT-proBNP 1 7K-23 76U HIL4H Y
Z R BT, $E/R 117 NT-proBNP REGS
T INAEAS 4 = iU+ -5 91 CHF 3% MACE (1)
KRG . NYHA 73901 1 ~ 1 1% NT-proBNP
AT M~ V4, iE—215 B NT-proBNP 7K1
E S OIIRERE A LR . FIAIFZ R H ROC 2k
PPAE T I 25(OH)D3 NT-proBNP X A & Ifil 5 £
CHF 54 % MACE [N, 455 BoR , 135 25
(OH)D3 NT-proBNP L4 K 925 1A 0 A 4 e 1l He
£ CHF #3& & - MACE X} i) AUC 43-31]°4 0.849 ,
0.837.0.915, HA7 B = i Tl i, B LTS F8 4w
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B4R REFT FAE

[ Z] B8 WA b5 BT B J5 #2299 22 (DPN) B 7 250 SO S A% H iR 46
ARSI 22 R A 3 (NLRP3) 4 /IMA J2 i 7 [ AN A 2 (IL)-18 . IL-18 I FEIEH . ik
PEFE 2019 4 1 A Z 2020 4F 1 A WIE A BE0A 9 DPN 491 525 R R INUIE M, % IRAL = RN W2
FILIE o B VR i i SR 28097 6 BRZH 100 48] A A7 ) At o PR BR 1 5 5 BRI W22 20 100 f41). YR YT
AT MIRIT T 24 FEWE R AE 021 25 (H (HbALc) (25 JZ A% (FBG) L & AR [ EE (TC)  H il =R (TG) Ik
2 & I 35 (H AH [ B (LDL-C) L JRFR (UA ) /KSF, 4M & 1. NLRP3 . ASC . Caspase-1 fit§ mRNA A%t 2 ik 7K
M IL-18 . IL-18 /9 & & ; PEM 248 Z I IR P 2R B it % (TCSS) 4. #5R 1RY7)E 24 AR, Mgk
201 HbAlc .FBG . TC . TG .LDL-C 7KV 5 XJ B4 thi 22 S5 4t 1|4 & L (P>0.05) . UA 7K, TCSS P
43 ,NLRP3 ,ASC ,Caspase-1 ) mRNA A%} F kK TL-18 IL-18 [ & PR T X IR AL, 22 R G St 5
S (1=8.572.,5.466.6.583.5.933,6.581 ,7.812,14.851 . 15.833 ,11.944 . 13.933 . 11.855, P<0.05) . it I
A5 w4 B AT DPN & 51 7 JR R ILAE 35 PR AR UA s #l 245 S T REFEA0 I 41 J8] 1 NLRP3 4 i /MA
335 I TL-18 \ TL-18 HIREL .

(oS8R ] AR S R 22 28 5 g PRI IMUAE 5 AR AT 71l ; NLRP3 55 /M

Efficacy of febuxostat in the adjuvant treatment of diabetic peripheral neuropathy and its

regulation effect on NLRP3 inflammasome in peripheral blood and IL-1§, IL-18 in serum
MA Yanjuan, ZHAO Jiangin*, LI Chunrui
(Endocrine Department, Sunshine Ronghe Hospital, Weifang, Shandong, China, 261000)

[ABSTRACT] Objective To investigate the efficacy of febuxostatat in the adjuvant treatment of
diabetic peripheral neuropathy (DPN) and the regulation effect on nucleotide- binding oligomerization domain-
like receptor protein 3 (NLRP3) inflammasome in peripheral blood and interleukin (IL)-18, IL-18 in serum.
Methods DPN patients with hyperuricemia admitted to our hospital from January 2019 to January 2020 were
randomly divided into control group (n=100) receiving conventional hypoglycemic and mecobalamin tablet
nutritional neurotherapy, observation group (n=100) receiving febuxostat uric acid lowering combined with
conventional treatment according to the number table. Before and 24 weeks after treatment, the levels of
glycosylated hemoglobin (HbAlc) , fasting blood glucose (FBG) , total cholesterol (TC) , triglyceride
(TG) , low-density lipoprotein cholesterol (LDL-C) , uric acid (UA) , and the mRNA relative expression
levels of NLRP3, ASC and Caspase-1 in peripheral blood, the content of serum interleukin (IL) -1B, IL-18
were detected, the Toronto Clinical Neuropathy Score Scale (TCSS) was evaluated. Results 24 weeks after
treatment, there were no significant differences in HbAlc, FBG, TC, TG and LDL-C levels between the
observation group and the control group (P>0.05) , the UA level, TCSS score, mRNA relative expression
levels of NLRP3, ASC and Caspase-1, the contents of IL-1(3 and IL-18 in serum of observation group were

A St [ SRR AR B B A 4 ik Wb R 235 261000
*BAEAEE AR, E-mail : Myanjuan2022@163.com
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lower than those of control group (7=8.572, 5.466, 6.583, 5.933, 6.581, 7.812, 14.851, 15.833, 11.944,

13.933, 11.855, P<0.05). Conclusion

Febuxostat adjunctive treatment of DPN with hyperuricemia can

significantly reduce UA, improve nerve conduction function and inhibit NLRP3 inflammasome expression in

peripheral blood and IL-1(, IL-18 production in serum.
[KEY WORDS ]

W PR 9 Ji5] il #2299 72 (Diabetic peripheral neu-
ropathy , DPN) & % UL i 4 PR ol L 45 I & 0, 2%
IRy AR A L D8R, A3 IO PR s A2 1Y) 2 9
WU, 5 ZE AT R B iR . DPN Y A 15 J %2
PRI, BRI AS I b I 38k 2l A Bk o i
12 C A DPN ARG A 3R, I S64E 1 7 1A= 2%
WFFE L UE S H IR 4 & ZE RAL G My A 2 1R 8
3 (nucleotide - binding oligomerization domain - like
receptor protein 3, NLRP3) 48 i /IMA A 5 1 98 iE S
Ji7 15 DPN YA AH ¢, ] NLRP3 A5 /MA i 2%
203 DPN Il RAEAR ™ o o BRIBR MLAE 2 2 U IR
g i UL G OFIE A BIFSE 4R GE IR IR (uric acid, UA)
JKF-TF 55 & DPN A A A 57 A b6 PR 3%, 37 S il
PRIR KV B ify DPN YA 20T B AR A wl &
3 400 o) B M S A T P U D PR IR A LY
2454, A1 G 0 BE Al A 5 G E S R A R A 7 R PR R
18 [ IR %) NLRP3 S AE /A A T 1) A S HAT
HFER s R TR AR /L7 DPN 57
AL , A BIE 52K 53 B JE A1 w) A 56 BiA J7 DPN 1Y
FPROU NLRP3 S /MA 1 #2411

1 W&EEFE

1.1 x5

PEPE 2019 4F 1 H 2 2020 4F 1 7 A 18] BHOGEL AN
PR BEYCIA Y9 DPN 5 1 e PR R ILAE 8 A 9 et
% 200 ], Hoop 5k 114 19 L 42 ¥ 86 1, 4F i
(61.11£9.62) % , KR s 2 (6.2420.91) 4F

PAbRHE : OFF A48 5 DPN 2 Wibn ™
() M A 4 1 36 A, W B Ak I 2T 25 11 (HbA L) <
%" s B I 5 IR IR MUAE ; @HUS A ZH B A [
Bo HeBRARE : O 3 A {8 kB PR IR 254 ; )%
Yok 2 R PERN 2 98 STMERG LA ] 25 58 Hh E 45 0L
b 995 T 358 B AR 2 A8 s @A IE A B et
I TR | S P B s BT A XU L
1.2 Srd BaRdr ik

R BT 08 A4 RR 5 R L8 41 A xR
2, FEELAS 100 Bl W 5B 1 56 i L 2t 44

Diabetic peripheral neuropathy ; Hyperuricemia; Febuxostat; NLRP3 inflammasome

], 4% (61.38+9.32) &, il R 9 72 (6.3120.95)
A X B2 R I8 1 58 91 L 1 42 191, 4R 1% (60.84+
9.91) %, FEIR R (6.18+1.03) 4F . W4 [A] — fiit
TR L, 22 R Ie gt L (P>0.05) . A
BRI AR X R e 32 1 LR BIR T 46 T
HEG T A 0.5 mg FIR 3/ H  EEEG YT 24 J4 s WL
G 2 A2 H R BE S B R BT, im AR AR A
fib 40 mg AR 1R/ H L iESRYT 24 8

1.3 WEHEIR

1.3.1 Sk A udats

RITHIFIRYT G 24 J8 R 2 LB FH 1Y =
Ji& A0 JE Kl 3~5 mL, R 4= A 3 B4 s A A3k
I HbAlc ., %5 Ji§ Ifi 4 (fasting blood glucose,, FBG) |
& HH [ B (Total cholesterol, TC) . H il = g (Tri-
glycerides, TG) %% J& 15 25 1 IH [ %% (Low densi-
ty lipoprotein-cholesterol , LDL-C ) \UA HJ7K~F,
1.3.2  ZAL Z Il K #2895 22 ¥ 43 it 3% (Toronto
clinical scoring system , TCSS ) ¥4

BITHTFNGYT G 24 )8, Z 456 7R F TCSS
IR B B2 i I = A Oy TR EA T I A3, SR
(DR RIS 3N Nl VN AN 2 S | N
FRCE R, SRt A 45 A R i L I B R i IR Bl A
A7 B, S RO RS IR RS BRI . B 19
a3 A5 53R R R LA 28 AR ™
1.3.3 iz 3 M & % 5 3 & (Motor nerve conduc-
tion velocity , MCV ) F1Jgut #f 28 4% 3 3 FE (Sensory
nerve conduction velocity, SCV)

RITHIANAYT S 24 J8 AR PEFE R, SR L
PEIASCARS: I T v Ao 22 T HE A 28 MCV | TE it 28 71
M2 SCV,

1.3.4 #}JAE 1. NLRP3 ,ACS ,Caspase-1 # ik

RITRIANARYTY G 24 J B BRI 2 R =
fE A1 i # K I 3~5 mL, SR FH 42 1 RNA $2 B )
A (AT RARZS w/D) $EECHR A i A 5968 RNA, R H
cDNA 2 —4# A sk ) & (Jb 5 RAR A 5] ) K A1 S
I RNA 5% 558 cDNA, 2R FH 9% 4 3
M & (4t 5t KR A F]) X cDNA 1 NLRP3, ACS .



BRI SR 4 20224612 7 #5144 451241 J Mol Diagn Ther, December 2022, Vol. 14 No. 12 - 2057 -

Caspase-1 [} 38 15 7K - #E 47 PCR K I, %2 18 3 51
& C B 2¢O 5 PCR A& &, 7E PCR AL 5%
ARV I 18 NLRP3 . ACS | Caspase-1 i mRNA
FHXT 2B K
1.35 {5 IL-1B.IL-18 & &

RITRIANAIT G 24 J Y BE 2 & mY =
HE AN JE KL 3~5 mL, # B 30 min J5 2504 B 1L
T8, R FH I G i g Bl 3t 300 8 (Vg i 2
FD K IL-18 IL-18 1 7 1
1.4 Gile#irik

K SPSS 23.0 BAFHATGE I AL B, 11T

BHA Ge £ ) Feom , LI HLBOR T e K238, P<0.05 2
2 A G L

2 #R

21 WA BEIRITRIG bR bRy F A
YRIT R, P4 B 1) HbAle \FBG ., TC . TG,
LDL-C.UA K Lb 3, 2 R L4 it 2 2 X (P>
0.05) ;3797 J5 , P41 % 1) HbAle \FBG . TC . TG
LDL-C /K- 5897 AT iR, 2 S G277 L (P>
0.05) , WL B B UA JKEBIRITRIFFAL 22 R
BEi2#7E L (P<0.05), W1,

R PMABFRTIREENERIELER )

Table 1 Comparison of biochemical index of patients between 2 groups before and after treatment (x +s)

o TC(mmol/L) TG (mmol/L) HbAlc(%) FBG (mmol/L) LDL-C(mmol/L) UA (mmol/L)
WITHT  VRITIE WRITHE RITIE O WRITHD O WRITIE O RITET WRITE RITET RITNE RITED BT R
WEELH 5.85+0.94 5.73+0.98 2.00+0.62 1.94+0.42 6.85+0.95 6.77+0.91 6.32+0.94 6.21+1.03 2.75+0.88 2.61+0.79 354.41+62.31 277.31+41.32
XTHEZH 5.81+0.92 5.69+0.74 2.04+0.48 1.97+0.61 6.79+0.84 6.63+0.96 6.29+0.91 6.35+1.08 2.72+0.71 2.65+0.83 346.41+59.39 340.31+61.23
18 0.304 0.326 0.510 0.405 0.473 1.508 0.229 0.938 0.265 0.349 0.929 8.533
P{H 0.761 0.745 0.510 0.405 0.637 0.291 0.819 0.349 0.791 0.727 0.354 0.000

22 WHLBHEIRITHIE TCSS Wiy H A
R, PR Y TCSS PF43 HLi , 25 7 4t
AR L(P>0.05) 1677 JE WAL B /9 TCSS 14>
TR, 225 A ST (P<0.05) . W3R 2,
®2 WMABREFRTHIG TCSS WHHIbE
Table 2 Comparison of TCSS score of patients between 2

groups before and after treatment

2H 51 n YRIT I BT A
WL 100 9.05+1.84 7.03+1.65°
X} R 100 9.02+1.77 8.22+1.42°

A 0.118 5.466

PAH 0.907 0.000

H: 5IRITAT L, P<0.05,

2.3 P IRITHIIG MCV 1 SCV 1 g

TRYT AT, 2 4R I IE PR 2 R HE Rl 28 MCV
IE 2 FHER 28 SCV iR, 2 R G2 F B X
(P>0.05) ; iA 97 Jo WL E2 41 £ 3 174 1 o 4t 28 R ik o
25 MCV | IE Fpfr 2 FHE Rl 28 SCV ¥ T X R4

ZRAGIEE L (P<0.05), W33,
2.4 PHYLBEIRYT R A AP E I NLRP3  ACS | Cas-
pase-1 IR LA

TBITHT, 2 4B 1Y 4P JE Il NLRP3 L ACS | Cas-
pase-1 mRNA X R IEIKF LLHL , 25 7 G127
X (P>0.05) ;3697 5 %F B4 H 34 A4 41 ] 1l NLRP3
ACS . Caspase-1 mRNA A X} k7K ¥ 5307 Hi E
B EREG B L (P>0.05) HMERH B 4k
J& 1fil. NLRP3 . ACS . Caspase-1 mRNA FHX} 32 ik 7K
X IR, 2 A5 L (P<0.05), W34,
2.5 WA BEIRITRIE LG IL-18 IL-18 & &Y
e

TRITHT, 2 4L PN IL-18 IL-18 7 & LhAs,
PZF TG 2EE L (P>0.05) ;1697 I vt IR ZH #3251
5 IL-1B8 . IL-18 & i 5IRYT AT AL 22 S e ge i 7
S(P>0.05) HWZLLH 8 5 1 i3 IL-18 . IL-18 1%
RFXIRAL, Z 5 A5 E L (P<0.05), W35,

£3 WHABHFBITRHIEMCV M SCV BILLE (m/s) (xxs)
Table 3 Comparison of MCV and SCV of patients between 2 groups before and after treatment (m/s) (x £s)

. 1EH iz MCV 1Ef s scv HEwh 22 MCV HEp 2 sSCV

) bl I IR b il I IR b gl RIT IR bE gl WRIT IR
WAL 40.10+5.42 46.52+4.95 42.31+5.23 48.46+4.49 37.51+4.42 42.86%3.92 30.12+3.42 35.23+3.14
YTHRZH 40.83+4.87 43.24%5.12 42.24+4.89 45.01+4.26 37.14+4.19 40.0424.52 30.44+3.27 33.01+2.95

i 1.002 4.606 0.097 5.574 0.608 4.713 0.676 5.123

P{H 0.318 0.000 0.923 0.000 0.544 0.000 0.499 0.000
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x4 MWMABERITEIESNIMNLRP3,ACS. Caspase-1
RIAKFHILLEE (x+s)
Table 4 Comparison of expression levels of NLRP3, ACS,
Caspase-1 in peripheral blood of patients between 2 groups

before and after treatment (x+s)

. NLRP3 ACS Caspase-1
WIFET WY RITET TR IITET IRTR

WELZH 1.0420.15 0.74+0.12 1.02+0.17 0.71+0.14 0.97+0.140.78+0.10
X IE2H 1.00+0.14 0.98+0.12 1.00:£0.18 1.030.12 1.00£0.17 0.960.14
M 1732 14142 0.808  17.354 1362  17.352
P{H  0.083 0.000  0.807 0.000 0.175  0.000

®5 FWABREBTIEMIEIL-18.IL-18 RRHILLE (v+s)
Table 5 Comparison of serum IL-13, IL-18 contents of

patients between 2 groups before and after treatment (x+s)

IL-1B(ng/mL) IL-18(pg/mL)

Rl

bEpagin] WRwIT A RITHT WA
WL 8.39+1.25  6.14x0.93  69.51+12.14  50.31+8.84
YHARZH  8.51+1.33 8.38+1.21  68.47+9.39  66.96x10.32
18 0.657 14.678 0.677 12.253
P 0.512 0.000 0.499 0.000
3 itig

DPN S UL B4 PR S 4 I e 22— , #5546
MWE B TR 28 B PR 2 I R TR YT DPN [
R B (RS RO AR BEAR . TS84 56T DPN
KA BLT B S 16 R 2R R 98 DA I DR R 7K S T
55 DPN [ & 9 S ™ SRR FE B UIAH G . IR IR 2 A
DI REERS AR = 1, A R R AR E L A 2 A
FH AN S 5595 WP OG5 9 10 0 , 3 RE 6147 1l
PN Bz 40 | ik B 22 R It A O i AR A O &
E {9 & A0 R, F X DPN g 3 R 17 R R
IBITRERS TS IR IR A SO R A AR, b
O] R PR R X I A PN B 1 61 47 A 380 ot A O &
B IGER

3k A w1 Ath o FH PR R IURE B/ XA T 1 B
PRIR 25 , 38 2ok 000 1) 8 W 4 S0 g ) 37 A 9 /0 IR
MR A B, AR E 5 R AR A F A T DPN & 9 = IR R
A £8 3 Wl BB TT B T B A% 25 ) 1 R PR TR
YRR, 328 00 % o DR R X 8] R e i B . 4
24 J& W AR A ml A A H BIG YT S B R UA K
SR IA T T R HAR T 32w BLIR YT R X B
T A WS i A8 A5 7216 7 5 o & A2 B B AR 4k
Ejx BR A et Je 22 5, $ o 3B A F] Al A T DPN
B I v PRI IMAE B8 19 % B IR YT B 0D IR R AR
B EAS R g A . #F— 2538 i TCSS 143 F

JULFEL A 0 % DPN 5 155 AT 2F A, X B4l 48
FR R S8 57 M 283697 J5 1) TCSS W43 X MCV
SCV ¥IHIA YT I % , #2767 J5 DPN 15 1% 15
) 23 5 WL 21 488 FLIR Y7 Bk E A w) A 1% DK 1R
J& TCSS 43} MCV . SCV 1y 2l 355 %) IR 4H i 3%,
PR AR A w4 H T DPN Sl BhA YT RE98 Mty sk |
UGB 2L T TIRE

T SEAFE JCF DPN {953 F A P2 58 ok R A
J52 7 A JE) Pl b 2 4 3 v R B S AR I T
I B 3 3l K LA B A 9 w8 R T A E 34 2 AT 4 R AE
FHYR . NLRP3 RAE/IMATE RAE S 1 R 45 H &
HEZEAVEN , i%/MA B NLRP3 , ASC , Caspase-1 2
A%, FLT R AR HE T Ui 48 E 40 i T IL-1B8 L IL-18
A, 7E DPN B A& ik F2 it NLRP3 4 5E /MA Y
PO 55 T PR i 2 3 A O 5 D A 9 IKURE G i
FEUESE UA X NLRP3 % i /IMA 1 38006 HA e EAE
FH L A0 5 A A R PR 2 1) 2 7 235 46 NLRP3 &
SE /MRS 0 AR SR A A R AL B A T
FF DPN J& , X} NLRP3 & %iE /IMA () 34006 2047 T
TEM , H BIA YT S5 NLRP3 48 5F /A TG B 1 25 4k,
i R A w4l B A 97 5 A6 i NLRP3
ASC . Caspase-1 1335 J Il IL-18 \IL-18 ) 7% &
P I BEARR , 22 B AR A w4 BhiA yT T DPN &
F P NLRP3 4 i /IMA (1) 380 L Xt v] e 23R 7
AR F] DPN G Y7 E B AE 5C 73 AL

gi L nik , A el BhIG YT DPN &1 5 R iR
IMAE B AR UA R 245 S IHREI - i) NLRP3
JAE/IMATL X A4 5 & B DPN B 697 F B
fdi FHAE AR WBIAT7 DPN #2448 1 Il RAFSE I

SEZ 3k
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Pk A s BB ML GFILB 3k Je e 551l A s Pl
fiE. BURHI G &

REH™ KA xEH FEZ

(# E] HH  HHmiEm sz K B F 1B (GFIB) 78 2 1 90 (AL ) 55 3% i Rk 15 i, 354
B H S AR AR USRI R, A3k BEE20184E 1 H % 2020 4F 12 H 4 2 AR EE B iis 1)
86 151 AL H8 2 A WLERAL , 53 1 BT ] 30 44 it 4G 25 A ol FR AL, >R FH SR 26 56 22 i PCR (qRT-PCR ) Kl
WIZH B35 1 GFILB 3R 357K -, AR B3 I RIS BRARAE , 340 B GFILB 3R 35 5 JLIlf JRYpE BRARAE . T0US 19
KR, R WU BN GFIB kK- T B4 (1=34.707, P<0.05) ; AL F % 1 GFIIB =ik 5
a6 B AR G, 22 A i 78 X (4°=19.037,6.557, P<0.05) , AL E M 1 4F BUE R RN
59.30% . GFIIB & 3R 5 41 (56.52% ) 1 /L 77 % {IL T GFIIB Il 2 ik 41 (88.24% ) , Z F A G it B X
(Log-rank=41.01 P<0.05), FFEZE /TR, BEIMNZIE AR AR A IETE EL(CCD 143 \GFI1B Rk &5
AL BE TG G RE (P<0.05) . Cox [MIHAHT /R, SN .CCTIT4r (GFIIB Rkl AL BE TG
AR ST 2 R R (P<0.05) . 4518 GFILB £ AL [ 35 1 52 5316, GFLLB 5 i 23 9 i iR 25 1015 4
TR, [FIBHE7R T GFIIB 2 51875 AL B &k A8 KR R WIHER AL BB VAR B TG FR s P RNE T A

[EEA] AP ; Mz A K7 1B Ik AR EERIE

Serum GFI1B expression in patients with acute leukemia and its relationship with
clinicopathological features and prognosis

ZHANG Zhimin'*, ZHANG Yongmei', LIU Xinyan®, PAN Zhilan'

(1. Department of Hematology , Shijiazhuang People’s Hospital , Shijiazhuang , Hebei, China, 050000 ;
2. Department of Internal Medicine, Shijiazhuang Hospital of Traditional Chinese Medicine, Shijiazhuang,
Hebei, China, 050000)

[ABSTRACT] Objective Toinvestigate the expression of serum independent growth factor 1B (GFI1B)
in patients with acute leukemia (AL) , and to analyze its relationship with clinicopathological features and
prognosis. Methods A total of 86 AL patients admitted to Shijiazhuang People’s Hospital from January 2018 to
December 2020 were selected as the observation group, and 30 healthy subjects during the same period were
selected as the control group. Real - time fluorescence quantitative PCR (qRT-PCR) was used to detect the
expression level of GFI1B in the two groups, and the clinicopathological characteristics of the patients were
collected. The relationship between GFI1B expression and clinicopathological features and prognosis was
analyzed. Results The expression level of GFI1B in the observation group was higher than that in the control
group (#=34.707, P<0.05). The high expression of GFI1B in AL patients was related to the risk type and
leukocytes, and the difference was statistically significant ( ¥°’=19.037,6.557, P<0.05). In this study, the 1-year
overall survival rate of AL patients was 59.30%. The 1-year survival rate of the GFI1B high expression group
(56.52% ) was lower than that of the GFI1B low expression group (88.24% ) , and the difference was statistically

K AR R AL H E A AR R B (20160803 ,20210534,)

Ve 8451, B RETARER L A—4, 74k, & £ & 050000
2. G FETFERAF, T, & FE 050000
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significant (Log-rank=41.01, P<0.05). Univariate analysis showed that extramedullary infiltration, Chalson’s

complication index (CCI) score and GFI1B expression were risk factors affecting the prognosis of AL patients

(P<0.05). Cox regression analysis showed that extramedullary infiltration, CCI score and GFI1B expression

were independent influencing factors for poor prognosis of AL patients ( P<0.05). Conclusion GFI1B is highly

expressed in AL patients, and an abnormal increase of GFI1B will increase the risk of prognostic death in

patients, suggesting that GFI1B is involved in regulating the occurrence and development of AL, and can be

used as a potential prognostic marker and therapeutic target in AL patients.

[KEY WORDS]

Prognosis

2PE A LG (Acute leukemi, AL) 238 I+ 4
L P 2 P T B, TR e ik R v i D S R
JL A S A, ol D o Az B R, ELEE ST RS
Z R, ARk B T AR AR
KBTI Z5 Bt & iRIT AL A IRURA TR
T H 5 AR AR TS R HIKF 2 30% , H=65 % %
AR Z RT3 R E K, FEHILT R
B, O HIEAERFET- A R B TR
I, 55 T Z 8 A AR R, DL e R
H IO IR S . oSz AR K I 1B (growth
factor-independent 1B, GFI1B ) J& — 1 42 %% 5% 1 i
HF AT AR 993413, TEEETHRIL .
NG EAE ] D A SR R L e oy W B
it B —Fh b7 W Sk I, GFIIB Rk 5 2
P L T 20 6 9 LR i 2R P A P 5 1 4%
PRI R e Rk R B UIAR G, SR, AR
GFI1B ik 7E AL B35 i H s R B . At
¢ B TER 1T GFIIB % ik 5 AL B8 I K s B Ry
fE VTS 9 3G FR , DU il PR H] S IR B8 34
MBI,

1 BREFE

I R

PEPE 2018 4F 1 H 2 2020 45 12 H A X T A
RS B IE B 86 1] AL H & MBI X4, B 1 48
1), Lk 38 1], - IIAE WY (41.27+4.21) % 5 55 BEHRR]
HAEAS Be R A7 ARG 9 i 25 30 44 Sy Xof B, 55 1k
19491, 2 Pk 11 9], ~F- 34 4F 1% (39.58+4.08) % . PHZH
PEBI AR X L 25 5 G2 L (P>0.05) . 44
ABRE : DAL B IR L w FE A B BE 2 6
2 QI RO e O TN Z XK E ANE
W ARSI, HeBR bR : QO % R S5
I 5 @A FH M PR 5 B i T 8l LI 2
ARG L B BEAC PR 51 & WAL TE

1.1

Acute leukemia; Growth factor - independent 1B; Clinicopathological features;

1.2 FHiE

1.2.1  [fiLi% GFI1B k46

1.20.0  AXERFORA SCi) 58 6 e 2 B A i EE
M ¥ (Real - time fluorescence quantitative poly-
merase chain reaction, PQ-PCR, 2\ #] : 26 [H PE v
A3 AU ABI-5700) A5 U5 A8 W% GFIIB ik ;
PQ-PCR 5| ¥ & B . 2¢ E ¥R £ & i . PQ-PCR H
dNTP . 5xPQ-PCR buffer T 7 ik Z¢ I RS 5 0
W43 PCR 544 iArE At 5t 38 BB A Al A SE
1.21.2 &Ik O 5 5 32 BUS RNA
i1 5B 19 2L 6 A A 1L 4 mL, 107 U/L PR e, fin
4 mL Ficoll i I 40 il 53 B3 , 2 000 rpm % 3 5.0
20 min (Z5.02F42 10 em) 730 B S AZ A, 1 0.9%
SALEN T SRS Ve 3 WK o SR FH S AR - 2 1 -
S — PR A RNA, 1g /L 35 R e e
Tk, AN BH T 7R 28S F 18S W 4% 715 Wi 2547 ,
IR BUSE B 1 RNA, @ cDNA & al : i 5 SR &
20 L, 045 40 it 4 RNA 1 g, BEHLS ] 500 ng,
RNA Fif 4111 77 25 U, 5% 5% 5% S0 2% Wil 4 plL,
MMLYV ¥ % 5% i 200 U, 37C .60 min, 94C . 5
min, 1°C .2 min & (12 W . GGFIIB IE [ 514 : 5'-
TCTGGCCTCCTGCCCTTAC-3' ; GFI1B JZ [ 5|4 :
5-CCGGCTCTCGTTTGAGGTT-3' , GFIIB # 4t ¥
%l . 5" - FAM - CCGGTGCCCAGAGAC - CAGGC -
TAMRA-3' GFIIB ¥ 34 i Bt K 0 117 bp, DPQ-
PCR JZ V7 « 5 I AF A 0T B P o o o5 2 A S iz 4
FRIEAT : AR R 50 pL, A 4F 5x 2 i PCR buffer
10 wL, #5149 F(10 pmol/wl) 1 pL, RS 14 R
(10 pmol /uL) 1 pL, & %t (5 pmol/pL) 1 pL,
dNTPs (10 mmol /L) 1 L, Taq fi (3 U/pL) 1 pL,
cDNA & [H bR AE S 1 L, ddH.0; 4 pL. #7344
4::93C .3 min, 93C .30 s, 55C .45 s, 3£ 40 M E
W QERDHY: VSR, BEPLERE 5 4
PH P ASE AR B A B A AT, A O R B 7>0.97, 3%
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WA 56 R BAT, W Ry s b i 2, iR 48 A
Y 245 H R AR 2l 1 a8 i 7 1 446 ) i {1, BRI
BB R IE K. B GFIIB % 35=0.5%10°
PEDL/WL cDNA & h B RIAT

1.2.2  BERAIEE

T 2k A B9 D7 AR AT R I I R R L FE
AR B AY fE R BE Ar AY LAE RE ST
21 | A IR £ 4 I E 45 X (Charlson Comorbidity
Index , CCI)1F4"

XS AT A 1 A B BT , Bl D5 A4
HIEREDT 112812, DLBRERT N, A
WF 5% B 17 8k B 1] Ry 2021 4E 12 A 31 B, LA T ##
AL B S T 0
1.3 Gil*Firik

A 5T 2R F SPSS 21.0 #1443 Hr Ak #1154 o
TR (R +5) TR, AL T e A 56 5 TP R
n(% ), AL B3 1 GFIIB 235 5 1Ifi R Jp B4
TERY I 2R ¢ K6, 3257 Cox AU B 91 455 75 43
Bt GFIIB %35 5 AL & 5 196 & ;2K H Kaplan-
Meier 57 126, I FH Log-Rank 7% Fb 8 4 [1]
HAEAE2E 5. Y P<0.05 HESHSTHE X,

2 H#HR

2.1  WiZH GFIIB % iA/KF H#

WELLH B3 1Y GFIIB ik 7K F (0.78+0.11) 5
F X R4 (0.06£0.01) , Z 7 A G il E X (1=
34.707,P<0.05) ,
2.2 GFIIB /=335 5 I R HRRE 9 OC R

AL 855 7 GFIIB = 35 5 fa e B 43 7 | (240
WA 6, 22 A G 2EE L (P<0.05) . W1,
2.3 W AL BE TS W R R AT

AT AL B3 ) 1 AF B A7 RN 59.30%
(51/86) . L[N R Hr B, BEANZIE . CCLIESy |
GFIIB k¥ 500 AL & HUs Ik N &, 2%
SAGI R X (P<0.05), W2,
2.4 52 AL BFE UG 1Y Cox 43T

DL AL B3 15 R AR 5 3E 1T Cox Z &K
[l 43 87, 45 % W, B8 S8R T L CCL 3 43 .
GFIIB # ik ¥ & AL & il J5 A K (%) 20 57 52 i
HE,ZR A% iH5% 58 X (P005), WE3,
GFIIB 15 £ 154 (56.52% ) 1 4F 4 1 %K T GFI1B
IR LB (88.24% ) , ZF A Gl 2% & L (P<
0.05) . UL 1,

®1 GFIBERESHERFERFENXE (2(%)]
Table 1 Relationship between GFI1B overexpression and

clinicopathological features [7(% ) ]

GFI1B
% mEE  YE  PHE
(n=62)
(%) <65 38(61.29) 0906 0341
=65 24(38.71)
4 5] 5 33(53.23) 0072 0788
& 29(46.77)
P A ZERRE AN B A s 49(79.03)
2 PEBE R L 13(20.97) 05940441
ey =R
B IMZ I i 28(45.16) 0164 0.686
7 34(54.84)
fER e e 45(72.58) ‘
fi& e 14(22.58) 19037 <0001
N y -
CCLIF43(41) 0~1 36(58.06) Lot 0500
=2 27(43.55)
F 40 it <100 20(32.26)
) 6.557  0.010
(x107L) =100 42(67.74)

K2 HWALBEMENERESN (2(%)]
Table 2  Univariate analysis of influencing prognosis of AL

patients [1n(%) ]

M n VAEAER /Y P
A (%)
<65 42 21(50.00)
220 0.6
=65 44 28(63.64) 0220 0.639
PR
5 48 28(58.33)
0.082 0.775
%@ 38 21(55.26)
P AY
ke J 20 9(45.00
ﬁﬁa W‘?W ( ) 1.525 0.217
2PERE R M 66 40(60.61)
RSN
el 40 10(25.00) 31194 <0.001
o 46 39(84.78)
fe I g 43 #
e 56 30(53.57)
0.759  0.384
[N RV 30 19(63.33)
CCI 43 (43)
0~1 65 47(72.31)
22.630 <0.001
=2 21 2(9.52) 03 0
F 4 (x10°/L)
<100 22 10(45.45)
1.601  0.206
=100 64 39(60.94)
GFIIB #ik
(x10°45 D1/ cDNA)
=0.5 69 39(56.52)
8.446  0.004
<0.5 17 15(88.24)
3 iTig

AL JE 3 ML 20 M 5 Pk se B P , SR
B F AL A P B L A R T S TR Y
&M D RERZ BN . H AT, IR _ B3R YT AL (B3
R A R R BE T K LS 240 A A, 003 i
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R3 WAL BEFUGH Cox 717

Table 3 Cox analysis of influencing prognosis of AL patients

A T i B1A

S.Efd Wald 1 HRE 95% CI PiE

HEAME H=1,J=0 0.861
CCI ¥4y =2=1,0~1=0 0.722
GFIB ik (x10°45 01 /pL cDNA)  =0.5=1,<0.5=0 1.499

0.152 32.086 2.367
0.301 5.754 2.056
0.522 7.286 4.477

1.756~3.187 0.000
1.141~3.714 0.032
1.610~12.454 0.005
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Figure 1 Relationship between GFI1B expression and 1 year

survival rate of AL patients
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Predictive value of serum RDW, CRP and IL-33 on the short-term prognosis of patients
with complex intracranial aneurysm treated with blood flow diverting device

SUN Jun', ZHANG Liyang®, GAO Jun', SHI Caili', LAN Duanyun®, WEN Changming'*

(1. Department of Neurology, Nanyang Central Hospital, Nanyang, Henan, China, 473000; 2. Outpatient
Clinic, Nanyang Central Hospital, Nanyang, Henan, China, 473000; 3. Endocrinology Dept/ Endocrinology ,
Nanyang Central Hospital , Nanyang, Henan, China, 473000)

[ABSTRACT] Objective To investigate the predictive value of serum RDW, CRP and IL-33 on the
short-term prognosis of patients with complex intracranial aneurysm treated with blood flow diverting device.
Methods From January 2019 to January 2022, 136 patients with complex intracranial aneurysm who visited
the Department of Neurology , Nanyang Central Hospital were selected as the research subjects. All patients were
treated with blood flow diversion device, and the prognosis of patients was evaluated by Rankin scale 6 months
after operation. According to the prognosis, they were divided into a good prognosis group of 104 cases and a
poor prognosis group of 32 cases. The serum levels of RDW, CRP and IL-33 were detected, and the relationship
and predictive value of the above serum indicators with the prognosis of the patients were analyzed. Results
The serum levels of RDW, CRP and IL-33 in the good prognosis group were better than those in the poor
prognosis group (7=8.198, 18.372, 3.038, P<0.05). Increased serum RDW, CRP and IL - 33 levels were

independent influencing factors of poor short-term prognosis in patients with complex intracranial aneurysm
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treated with blood flow diverting device (P<0.05). The results of ROC curve analysis showed that the AUC of the
combined detection of serum RDW, CRP and IL - 33 levels was 0.892, the sensitivity was 87.1% , and the

specificity was 90.2%. Conclusion Patients with complex intracranial aneurysms with poor short-term prognosis

have abnormal expressions of serum RDW , CRP and IL-33 after blood flow diversion device treatment, and the up-

regulation of their expression levels indicates poor prognosis of patients. The combined detection of the three has

the highest diagnostic efficiency.
[KEY WORDS]

Red blood cell distribution width; C - reactive protein; Interleukin - 33; Complex

intracranial aneurysm; Blood flow diversion device therapy ; Short-term prognosis
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Table 2 Multivariate logistic regression analysis of poor
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short-term prognosis in patients with complex intracranial

aneurysm treated with blood flow diverting device
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Table 3 Predictive value of serum RDW, CRP and IL-33
levels on short-term prognosis of patients with complex
intracranial aneurysms treated with blood flow diverting device
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1L NGF . HIF-1o . TNF-o 2K - 5" i iz 52 ph 28 R
HEDRBCRI R &

I RE FEA KEHD RE

[ ZE] HH otrmiFshad K HF (NGF) 485 S W F-1a(HIF-1a) R R LR F-1a
(TNF-o) 7K 5 15 i #5540 22 B B ABOCR I C R . iR #EEL 2020 4F 1 7 2 2021 48 6 A F i
TN BB BEA T IiRd - AR 3 SR A 55 i 28 BHLVE I 4 B PR TS 10 R 7 125 119 o4 () B VR IR X 42, W A1
PI (VAS) PRI 200 A 4 (VAS TE53=4, n=14) F1 B 41 (VAS IT/3<d ,n=50) ., FLESPILLHE AR
AR5 I35 NGF \HIF-1a . TNF-o 7K - 5 5% F Spearman 43 #1243 1L 3% NGF \HIF-1o \ TNF-o 5 5 s Hi 5%
ol 22 B BRI 3R B AR S 5 22 2258 Logistic 10194311 B I #E 55 i 28 B AR SR 9 A Sr S2 i IR 22 L 9%
FET 28 TAE MR A7 L7 NGF  HIF- 1w, TNF-ou 7K S35 155 9 A 5 ot 28 S 3405 20 g 208 S #3900 00 447 12
#R ARJF4h.12hBAHMHIF-1a INF-a K FHTF A4, RJ5 4 h.12 h B ALK NGF K= F A4 (1=
5.014.6.987.2.860 .6.145.2.432 .4.289, P J<0.05) ; £ Spearman A8 IC/3H7 , #2219 1117 NGF  HIF-1o 55 5 i
Je M 55 it 28 BELV SRLIR AT S22 2 L T I3 TNF-o 5 1 T i 55 ot 28 BELVS S0 AR S E L (P<0.05) 5 B[]
AP HrAE R W BRI TR IS E] NGF  HIF-1a \ TNF-o K- 7E P 4R ] LU 32, 2% 5 B Geit2 7 L (=
5.579,t=10.071.5.004.3.126.,2.296, P #]<0.05) . £ .7t Logistic |1l 354k 5 8 7% |, i35 NGF \HIF-1a |
TNF- o 3420 ' W98 i 55 4 28 BHL s SR 28058 1 k37 5% i (R 36 (P<0.05) , H ROC (il £k B 7w | If 35 NGF .
HIF-1oe  TNF-o AR = 38 15 il Tt 55 e A 5 4o 42 B iy R0 28R 1 1 42 R TR FR (AUC) 43331l 2 0.881
0.870.0.891.0.913, £i& Il NGF HIF-1a \ TNF-o 7K -2 15 iy i 52 4o 20 BEL P R0 28505 100t <7 54 )
B, H =B IR I X ST A 55 it 22 BEL iy BELFR SO e T AR R R A o

(@A) MWAERNT; BEFESHT-Ta  REIRIEN T-a; B IR HESS w2 L

Relationship between serum NGF, HIF - 1aa, TNF - o levels and analgesic effect of

paravertebral nerve block in renal tumor patients
WANG Mingli, ZHU Ai, GUO Yansong, ZHANG Huiling, XU Qian*
(Department of Anesthesiology , Cangzhou People’s Hospital, Cangzhou, Hebei, China, 061000 )

[ABSTRACT] Objective To analyze the relationship between serum NGF, HIF-1a, TNF-a levels
and the analgesic effect of renal tumor paraspinal nerve block. Methods A retrospective analysis was
performed on 64 patients who underwent renal tumor surgery in Cangzhou People’s Hospital from January 2020
to June 2021 and underwent general anesthesia after paravertebral nerve block as the research subjects. According
to the pain (VAS) score. The patients were divided into group A (VAS score = 4, n=14) and group B (VAS
score <4, n=50). The serum levels of NGF, HIF-1a and TNF-«a were compared between the two groups of
patients before and after operation; Spearman analysis was used to analyze the correlation between serum NGF,
HIF - la and TNF - o and the analgesic effect of renal tumor paravertebral nerve block. The independent
influencing factors of the analgesic effect of renal tumor paravertebral nerve block were analyzed by multivariate
Logistic regression. Predictive value of pain effects was evaluated. Results The levels of HIF-1a and TNF-« in

group B at 4 h and 12 h after operation were lower than those in group A, and the levels of NGF in group B at 4 h

Eam B M ARG R A F 2 %R B (204106006 )
Ve B4 W AR E R REAL, F Tk, 7 061000
*BAZAEE AR, E-mail : 664569785@qq.com
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and 12 h after operation were higher than those in group (1=5.014, 6.987, 2.860, 6.145, 2.432, 4.289, P<
0.05). Spearman correlation analysis showed that serum NGF and HIF- 1a were inversely proportional to the
analgesic effect of paravertebral nerve block in renal tumor, while serum TNF-a was positively proportional to
the analgesic effect of paravertebral nerve block in renal tumor (P<0.05). Univariate analysis showed that there
were statistically significant differences in diabetes mellitus, operation time, NGF, HIF-1la and TNF-« levels
between the two groups (¥°=5.579, t=10.071, 5.004, 3.126, 2.296, P<0.05). The results of binary Logistic
regression analysis showed that serum NGF, HIF - 1a and TNF - a were independent influencing factors of
analgesic effect of paravertebral nerve block in renal tumor (P<0.05) , and the ROC curve showed that the area
under curve (AUC) of serum NGF, HIF-1a, TNF-aand their combined detection to predict the analgesic effect
of paravertebral nerve block in renal tumor were 0.881 . 0.870. 0.891. 0.913, respectively. Conclusion The
levels of serum NGF, HIF-1a and TNF-a are independent influencing factors affecting the analgesic effect of

renal tumor paravertebral nerve block, and the combined detection of the three has a better predictive effect on

the analgesic effect of renal tumor paravertebral nerve block.

[KEY WORDS] NGF; HIF-1a; TNF-a; Renal tumor paraspinal nerve block
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B A R o R S ol 2 L 2 4 e B
T AR PR 28T, DT T 42 ] 9 1 S I A S K i
REL BT 00 1) P 284 3 B 1) — BB IT 7 v o TR
JIeo g A 55 b 28 B T AR i 95 S DL AR
F ARG SERIR A AR B, AU SR
BEVEAR, BSE BRMERXERY, e
H: K ¥ (nerve growth factor, NGF ) BE i #F #1 22
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2.1 IfiL{# NGF . HIF-1a , TNF-a 7K 76 AN [ i [
UM ZRIRE L

AT 2H R A9 1L %S NGF \HIF-1a , TNF-a 7K
V22 RIS R L (P>0.05) s A R R
J& 4,12 h ) HIF-1a \NGF 7K S-S F AR A, HoA
J& 4.12 h B 41 HIF-1a\ TNF-o K SF T A 41,
ARJ5F 4.12 h B 41 NGF /K5 T A 41 (P<0.05) ;
PR H 1Y 4 h TNF-« K-35 52 58 T 3 J5 BRI Y
G HBAARE 412 h B LIRES T A4
(P<0.05), W31,

x1 MWAFRFERESKME NGF HIF-1a, TNF-a 7K F
EEB (vs)
Table 1 Comparison of serum NGF, HIF-1a and TNF-a

levels at different time points betten 2 groups (x +s)

iz 2150 AHT ARJF4h ARJF12h
NGE A#(n=14) 308.49+33.21 233.61+34.68* 233.45+17.49®
(pg/mL) B 41 (n=50) 311.67+32.92 280.63+£29.97" 276.04+20.81"
t{E 0.319 5.014 6.987
P 0.751 <0.001 <0.001
HIF-1a A#l(n=14) 116.73£14.31 109.63+11.32* 102.01+10.63*
(ng/mL) B 41 (n=50) 115.71£14.29 100.47£10.39" 85.49+8.37"

t{E 0.236 2.860 6.145
P1E 0.814 0.006 <0.001
TNE-a A#l(n=14) 9.67+£1.29  35.71+7.16° 27.79+4.60"
(pg/mL) B4 (n=50) 9.70£1.34  31.0126.17°  22.3624.07*
il 0.075 2.432 4.289
P1E 0.941 0.018 <0.001

T SR ARTTN gL, P<0.05; 5 RIZL AR 4 h i LLAE, °P<0.05,

2.2 [iL#% NGF . HIF-1a , TNF-o 5 ' fif 83 M 55
22 BH A R R I O R

2% Sprarman A SCPE 7 #1 , 45 R BRI
NGF HIF-1a 357K - 5 & g A 55 i 22 BH i 1
R S A 6 (r=—0.741, -0.602 , P<0.05) , Il
TNF-o 22 1K 7K -5 1B o9 Ak 55 4o 222 BH VT 220 00O
IERIE(r=0.846, P<0.05) ,
2.3 S R 5 el 2 BELVA RO SR B B R
S

PR R MT A R R AL B AR M,
M s AR R AR 22 R RS B (P>
0.05) , B PRI . TR IS H] \NGF \HIF-1a , TNF-a 7K
MMM L, 2R BEASIH¥E L (P<
0.05), W2,

K2 BMERFAREHEBIRARMERRSH
[(x£s), n(%)]
Table 2 Univariate analysis of influencing factors of poor
postoperative analgesia after abdominal surgery
[(x£s), n(%)]

LS Al (n=14) B (n=50) y/t{i PI{a
Y (%) 33.46+6.74  34.71+6.82  0.608 0.546
5 8 25 0.223 0.637
P
‘8 6 25
H 8 24 0.366 0.545
W 4
A % p 96
. A 5 19 0.024 0.876
Fohr
PR S % 0 a1
- i 10 18 5.579  0.018
BRIR A Tc 4 32
T ARHF[H] (min) 102.33+£10.36  137.02+11.65 10.071 <0.001

NGF(pg/mL)
HIF-la(ng/mL)
TNF-a(pg/mL)

234.72+33.54 277.78+26.95 5.004 <0.001
110.23£10.99 100.05+10.71 3.126  0.003
35.60+6.98 31.00+6.64  2.296 0.025

2.4 SZWA ' R AR SR 2 BB BUR BCR I Z R
Logistic [811H53-#r
VLS P Je AfE 55 o 222 L T B0 28R A Ol IR A2
it (VAS 11413 <4=0, VAS PF5r=4=1) , I bR (T
=0, A =1) . FARHBS [ (min) | Il # NGF \HIF-1a .
TNF- o {E R [ A8 & 47 £ ] & Logistic 7] 9 43
M o Logistic [ 5 43 #7 25 - 7%, 1L 7 NGF .
HIF-1 o 2y ' i 98 M 55 i 228 BEL 97 B0 28028 #
SEARY R R (P<0.05) , TNF-o i ¥ i 988 i 55 b
25 B it LR AR 1 ST S B PR (P<0.05) o
WA 3.
®3 HMEMEEZSHZEFEBARNSEAER
Logistic [B] V34> #f
Table 2 Multivariate Logistic regression analysis on the

analgesic effect of paravertebral nerve block for renal tumors

BT {8 SE{H Wald OR{H 95% CI  P{i
W PRI 0.267 0.167 2.556 1.306 0.941~1.812 0.110
FABHA (min)  0.311  0.171 3.308 1.365 0.976~1.908 0.069
NGF(pg/mL) —0.835 0.402 4.314 0434 0.197~0.954 0.038
HIF-la(ng/mL) -0.734 0.331 4.917 0480 0.251~0.918 0.027
TNE-a(pg/mL) 0.796 0.362 4.835 2.217 1.090~4.506 0.028

2.5 [fiL ¥ NGF .HIF-1a, TNF-o X B fith 98 #k 5% fif
225 O AT LT A5OSR 1 T 441 {1

224 1L 7 NGF \HIF-1ou . TNF- o 500 B iy Ak
524 25 BEL I BRI RO 19 ROC 1l 2620 BT S | 1LY
NGF HIF-1a , TNF-a = # 56 & W0 69 4 {8 & T
I 74 NGF . HIF-1 o . TNE- o B0 A6 I X6 55 i 9 A
55 i 2 BEL S R RO I TR . L 4 B 1,
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F4 [MiE NGF HIF-1a, TNF-o X 15 B Jeg 4 55 46 4 PR it
HRYARTNNE
Table 4 Predictive value of serum NGF, HIF-1a and
TNF-a on the analgesic effect of renal tumor paravertebral

nerve block

A IR

EiEL7n Ilﬁﬁﬁ%ﬁ (%) (q) AUC 95%cI

NGF(pg/mL) 273.69 0.730 89.79 83.21 0.881 0.746~0.879
HIF-la(ng/mL) 102.31 0.682 82.36 85.79 0.870 0.788~0.917
TNF-a(pg/mL) 28.33 0.759 90.16 85.71 0.891 0.746~0.894

—HBA 0.851 93.64 91.46 0.913 0.874~0.963
100
NGF
80 HIF-1a
TNF-a
jﬁ% 60 2K
® 40
20
0 20 40 60 80 100
100-45 5 )%
Bl 1 ROC Mk

Figure 1 ROC curve
3 it
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Mg ¥aiE P CXCL12.CXCL17 5 2 gk bR s B %
CAlIRES RSB
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(5 ZE] B Wit cXc#afbH FHAK 12(CXCLI2) \CXC # ik 7K 17 (CXCL17) 7k
55 2 BB DRSS (T2DM) SBF I Z UM B OC R . FiE  BEHL2019 4 12 A % 2022 4F 3 AKEK AT
B —BEBEI2 TR I B4l T2DM B34 92 4] T2DM F & Ui 45 95 42 F8 2 90 il , 4393 > B4l T2DM 41 | ffu it &
S AR 21, 1o ) 3O e B (ARG 25 00 42 S X HRAH o Hh R = 2 — B RORE B ML 7 CXCL12 . CXCL17 K- 43 Hr
T2DM - K I I 45905 728 B S A PR 255 43 BT LT CXCL12 . CXCL17 %F T2DM - % (I 45 975 225 1 F5000 491
LR XTHAZ PRl T2DM 41 A A5 s AR 41 I £ 5K (DBP) BV IH [E B (TC) H il =g (TG) | M LEF
(Scr) A% HEH 11 HE EE (LDL-C) %5 & 1fiA# (FBG) | IfiL R 2 &L (BUN) \CXCL12,CXCL17 /K b %, 2
B4 G L(F=223.052.246.560.219.975.45.189 .. 88.758..261.429 . 22.760 . 176.896 . 67.526 , P<0.05) ,
b RFEFR AR R KR R X HRL | 4l T2DM 21 i B AR 20, R L3 22 S AT e it 24 8 L(P<0.05) 5
TC .FBG,Scr,CXCL17 ,CXCLI2 Jj&t T2DM Jf & i il 5 9 22 B9 1 6 IR 2% (P<0.05) 5 1L 7% CXCL12 ,CXCL17
T T2DM - & S 457955 722 1) il 26 °F T8 BL(AUC) 43514 0.890,0.886 , # T {EL 73 514 9.82 ng/mL . 296.05
pe/mL, R K 0.767 45 55 4351 0.874..0.863, F. CXCL17 .CXCL12 BE4 il T2DM Jf: % 18 il 45 9
AF ) AUC K 0.949, AU 0 0.933, R 53 80 0.852, 4518 CXCL12,CXCL17 ££ T2DM Jf- & Sl 45 9 28
SR MG KPR, HfRE CXCL12 . CXCLL7 BEA T A i PREUM T2DM I & 9 A8 28 il B ik .

[X#ER] CXCHLFTRAL12; 2 BURE IR ; CXC R FELAR 17 i A A2

The relationship between serum chemokines CXCL12, CXCL17 and microangiopathy in
patients with type 2 diabetes mellitus

ZUO Yuanyuan, XIN Lijuan*

(Department of Endocrinology , Zhangjiakou First Hospital, Zhangjiakou, Hebei, China, 075000 )

[ABSTRACT] Objective To investigate the relationship between serum levels of CXC chemokine li-
gand 12 (CXCL12) and CXC chemokine ligand 17 (CXCL17) and microangiopathy in patients with type 2 dia-
betes mellitus (T2DM). Methods From December 2019 to March 2022, 92 patients with simple T2DM and
90 patients with T2DM complicated with microvascular disease, who were diagnosed and treated in Zhangjiak-
ou First Hospital from December 2019 to March 2022, were taken as the simple T2DM group and the microvas-
cular disease group, respectively, and 90 healthy subjects were regarded as the control group. The general data
and serum CXCL12 and CXCLI17 levels were compared among the three groups; the influencing factors of
T2DM complicated with microvascular disease were analyzed; the predictive value of serum CXCL12 and CX-
CL17 in T2DM complicated with microvascular lesions was analyzed. Results The levels of serum diastolic
blood pressure (DBP), total cholesterol (TC), triglyceride (TG), serum creatinine (Scr), low-density lipopro-
tein cholesterol (LDL-C), fasting blood glucose (FBG), and blood urea nitrogen (BUN) ,CXCL12, CXCL17

levels in the control group, simple T2DM group and microvascular disease group were statistically significant

KRB KRR EH A% A B (1921081D)
Ve BAx R FE v T 5 — E IR A S sA, 7Tk, 5k R 2 075000
*BAZMEH  F AR, E-mail : 364058922@qq.com



BRI SR 4 20224612 7 #5144 451241 J Mol Diagn Ther, December 2022, Vol. 14 No. 12

+ 2073 -

(F=223.052, 246.560, 219.975, 45.189, 88.758, 261.429, 22.760, 176.896, 67.526, P<0.05) ; the above
indexes from low to high were control group, simple T2DM group and microvascular disease group, and the
difference was statistically significant (P<0.05); TC, FBG, Scr, CXCL17 and CXCL12 were risk factors for
T2DM complicated with microvascular disease (P<0.05) ; the areas under the curve (AUC) of serum CX-
CL12 and CXCL17 for predicting T2DM complicated with microvascular lesions were 0.890 and 0.886, re-
spectively, and the cut-off values were 9.82 ng/mL and 296.05 pg/mL, respectively, the sensitivity of both
was (0.767, and the specificities were 0.874 and 0.863, respectively, the AUC of CXCL17 and CXCL12 com-
bined to predict T2DM complicated with microvascular disease was 0.949, the sensitivity was 0.933, and the
specificity was 0.852. Conclusion The serum levels of CXCL12 and CXCL17 in patients with T2DM compli-

cated with microvascular disease are higher, and the combination of serum CXCL12 and CXCL17 can be used

as an auxiliary method for clinical prediction of T2DM complicated with microvascular disease.
[KEY WORDS] CXC chemokine ligand 12; type 2 diabetes mellitus; CXC chemokine ligand 17 ; mi-

croangiopathy

B E AR 2544 1 A8 1k, 2 AUBE IR (Type
2 diabetes mellitus, T2DM ) & 4= K [t VLA I 8 T+
T A A 2 R AR R A A e AR R
T2DM 5 UL 1 —Fp 3 & A , LA SE IR IR 5 R REAE
HAR G ot 8298, 5 8O R B 230, vl I
T2DM (& & W st o e, 548 0] 45 %500 K7
T2DM J& 75 I e S A8 5 22 48 A, I St 7
XF 2 T2DM S # AR AP IRL H B, CXC B
16 X 7 BE A& 12 (CXC chemokine ligand 12, CX-
CL12) X 44 & 5t 40 fg 37 A= X -+ 1 (stromal cell-de-
rived factor 1, SDF-1) 7E 8 % %5 'S %4 ( diabetic ne-
phropathy, DN) H & & /K 3%, CXCL12 7] it & 5
DN k4 & "5 CXC #fb H T FL & 17(CXC che-
mokine ligand 17, CXCL17) 7£ AN Fa & A0 889/
K- #5¢, B CXCL17 HLA i B2 Wi A feoe AL
20 W AR {H . {H CXCL12, CXCL17 5
T2DM 8 & I K o I A5 995 728 1 6 2R v AS B A
., 7S S 3 I 5E CXCL12 . CXCL17 75 T2DM H?
K, BRI A S M ERZMC R, I
43 HF CXCL12 ,CXCL17 %} T2DM Jf & f il 45 5 A%
(2 B A
1 #EREFE
1.1 IERBOR

PEEL 2019 4F 12 A & 2022 4F 3 A AR IIE 1Y
90 f§i] T2DM J: J& 1 il 78 95 722 £8 3 A B il 45 5 2%
A, 55 45 6], Zc A5 4] 5 15 DRI AL I 5 A2 (diabetic
retinopathy , DR) f % 61 4] , DN & & 29 fi , Ff 3k

B [a) 399 02 3 B4l T2DM H %y B4l T2DM 4, 5
49 ), 4 43 ), BLAN, F98 AR ] 00 44 fd AR K

H XTI, 55 AT ], 2 43 i) RAEA T2DM T
B O R S P AT KU B 9 R R .
T3 Hh WA =2 A2 R AR AL BIE [ B (total
cholesterol, TC) . %5 Ji§ [fil. #¥ (fasting blood glucose,
FBG) . f= % & JIg 8% 1 JJH [# B2 (high density lipopro-
tein - cholesterol, HDL-C) . £F 7K J& (diastolic blood
pressure , DBP) . H i =i (triacylglyceride , TG ) Y&
45 % (systolicbloodpressure , SBP) . Ifil JJL i ( serum
creatinine , Scr) K % & i5 & H A [& B (low density
lipoprotein cholesterol , LDL-C) . Ifil. /X Z A (blood
urea nitrogen, BUN) %5 %¢ B} g4 A5 i . D2 4l
T2DM 835 75 G (2 BUBE IR 2 21297 45 g (52
JiZ - 2019) )" T2DM 12 Wi b, ASFF & (b [ i
PRI IZ T 16 WA i 15— 0 B 5 ) Hh DN Y
2 W bs A L (TR DR PR S 10 I JEE 995 72 Il IR 2T Fs
15 (2014 4% ) )" DR 32 Wibr i 5 @5 45 95 48
S 454 T2DM J DN 5 DR 12 Witriff ; @32 i
A B STV W), A A R S 4. HEBR AR
#E: i 34 H WA BY  FARE ;@A KM ik
A R R IR E ;@B 1 BB S @
FF M RGN O T 5oy R RGN )
e/ A ORI M © 6 I I
s B A . R SRR AR B B L &
HEUE
1.2 i
1.21 FEARICEE

W T2DM I A S L i 72 J | B2l T2DM
BETIZ YR AR K 2 H 4~6 mL 41 E
I, ## & 245 30 min, 5 100 t/min &0 5 min (&0
210 cm) 43 B L , A7 T-70CokH
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1.2.2  [EEC G0 58 W 2 (enzyme linked immunosor-
bent assay, ELISA)IIE IfiliF CXCL12 .CXCL17 /K-

#% N\ CXCL12 ELISA {5 & (70-EK1119-96, Hi
IHEREHE D HE AR B A BR A F]) . N CXCL17 ELISA
157 &5 (huayueyang3692 , It st A8 AE W R A FiR
) 156 B A B Rl CXCL12 . CXCL17 Y A% 7 5 %5
T, S VR LTS REAS 42 BRGRR) & AR UL B A T
A, i B AR A (75 E BMG 2\ 7], CLARIOstar
Plus) il 5 CXCL12 . CXCL17 5 M i 15 W S I 5 4
AAE 450nm b A OERE , 2: 1 CXCL12 ,CXCL17 )
PRUES EE AR 26 AR 3E CXCL12 . CXCL17 H) bR
dn U 2R, 3113 CXCL12 .CXCL17 K F-,
1.3 Git#orik

PSR SPSS 25.0 B A4 B o T Bk
(x+s)FR AT B ZE I 225781 .SNK-q £ 5 5 31
BORR L n BoR AT KR . ZI0E TAERRE
(receiver operating characteristic, ROC) i £& ¥¥ 1
ML CXCL12 ,CXCL17 #ijll T2DM - & f 1. 45 9
AR H . Logistic [B] 1543 #ff T2DM Jf & fif i 45
AR RS R 2 P<0.05 N ZESA G E L.

2 HFR

= BB A

5%t B4R LY, B4l T2DM 41 30 45 905 75 20
#% DBP.TC . TG ,LDL-C .FBG Scr,BUN /K~FF}
B ESA YR X (P<0.05) ; 5 #ial T2DM 4
AH EE , o i 45 55 A% 4 £2 %5 DBP . TC . TG .LDL-C
FBG .Scr .BUN ZKF-Fi5 , 2 R A g it2# B L (P<
0.05) ; =R EIE%L . SBP. B/ It AR \LDL-C
KPR, 22 RS FE X (P>0.05) . W1,

2.1

2.2 =i CXCL12 .CXCL17 /K- 8

55 %f BRAH H A, Azl T2DM 40 S0 A5 5 725 21
B I CXCL12 . CXCL17 KXW T E , 25 H
GeitAa L (P<0.05) ; 5 5.4 T2DM 4L A b, ff
B 0 4 B I CXCL12., CXCL17 7K - 4 T

i, ZESE A G R L (P<0.05) o IR 2,
®2 ZHMECXCLI2,CXCLI7 KFELLE (x+s)
Table 2 Comparison of serum CXCL12 and CXCL17 levels

in three groups (x+s)

2H n CXCL12(ng/mL) CXCL17(pg/mL)
X HE 2 90 3.68+1.23 121.06+40.35
g T2DM 41 92 7.74+2.58" 229.27+76.42°
MO AEH 90 13.16+4.39" 440.98+147.07"
F1{H 223.052 246.560
P1H <0.001 <0.001

I HX R LE, *P<0.05 ; 5 546 T2DM 41 b, °P<0.05

2.3 Z[HZ Logistic [ 943 #7 T2DM I & 3 i 4
RIS ES

PLVAR S B4 e (R $8 %L .DBP . SBP . TC .
HDL-C.TG.LDL-C.FBG, Scr. BUN, CXCL12,
CXCL17 4 [ 728 &, L) T2DM J2& 75 3 & T i 45 9 725
R (CEAE=L, AN EA=0), 17 Z K Logistic
Bl 9 43 M7 , 45 H: . 7R , TC . FBG . Scr . CXCLI17 .
CXCLI12 J& T2DM Jf & f I 45 95 A% 19 f s [ 3%
(P<0.05), W33,
2.4 il CXCL12.CXCL17 %} T2DM Jf A& fi i 4%
728 1) L A1 1

ROC £k il 78 CXCL12 . CXCL17 — 3 4 il
I T2DM I & B A& A8 1) AUC K 0.949(95% CI :
0.921~0.977) , R U | FE 5 B 4 0 A 0.933,
0.852, 28 40R 0.785, WA 1,

Tl ZHEEBEER (vzs)
Table 1 Comparison of three groups of general data (x+s)

Il R A5 A X} R ZH (n=90) HLi T2DM 41 (n=92) M4 AE4 (n=90) Fly Ml P{H
AR (%) 54.82+9.62 56.6429.96 55.75+9.83 0.784 0.458
Wi () 47/43 49/43 45/45 0.202 0.904
M HE % (kg/m*) 22.24+2.29 21.90+2.22 21.87+2.19 0.764 0.467
DBP(mmHg) 74.63%5.35 83.69+6.02° 03.57+6.73" 219.975 <0.001
SBP(mmHg) 118.27+23.65 122.48+24.50¢ 125.94225.19° 2.220 0.111
TC (mmol/L) 4.08+1.02 4.92+1.23" 5.85+1.46" 45.189 <0.001
HDL-C (mmol/L) 1.18+0.39 1.12+0.37 1.06+0.35 2.362 0.096
TG (mmol/L ) 1.63+0.41 2.25+0.56° 2.75%0.69" 88.758 <0.001
LDL-C(mmol/L) 2.27+0.57 2.62+0.66° 2.93+0.73° 22.760 <0.001
FBG (mmol/L) 5.40+1.35 9.98+2.50" 11.87£2.97% 176.896 <0.001
Ser(wmol/L) 65.36+5.94 77.39+7.04* 89.55+8.14 261.429 <0.001
BUN (pmol/L) 4.87+1.62 6.53+2.18" 8.86+2.95" 67.526 <0.001

T 5 A LA, *P<0.05 ; 5 4l T2DM 4 L £, PP<0.05,
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F3 FMT2DM H & MM ERZH % E & Logistic [EY7
i
Table 3 Multifactor Logistic Regression Analysis of T2DM
Complicated with Microangiopathy

L7 BiE SEfH wald OR 95% CI  Pii

TC 0.845  0.207  16.664 2.328 1.552~3.493 0.000
FBG 0985 0.224 19.325 2.677 1.726~4.153 0.000
Scr 0.897 0211 18.085 2453 1.622~3.709 0.000
CXCL12 0.830 0203 16.729 2294 1.541~3.415 0.000
CXCL17 1.005 0236 18136 2.732 1.720~4.339 0.000

1.0

0.8 CXCL12
CXCL17
S
2 06 — A
E o4
0.2
0 02 04 06 08 10
1-55 5
B 1 ROC HiZHE

Figure 1 ROC curve
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P<0.05) 5 BN Z2 K M0 LR H 4 135 NO 7KSF \NT-proBNP W& {H | cTnl W& 5 CD4+% ,CD4+/CD8+ }%
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The change of serum nitric oxide level in adult patients with fulminant myocarditis and
its clinical significance

CHEN lJie, LI Jue*

(Shanghai Tongji University School of Medicine , Shanghai, China, 200092 )

[ABSTRACT] Objective To study the relationship between serum nitric oxide (NO) level and
lymphocyte disorder, hospital death in adult patients with fulminant myocarditis. Methods Adult patients with
fulminant myocarditis treated in Shanghai Tongji University School of Medicine from March 2019 to December
2021 were selected as the research object. They were divided into the survival group (n=57) and the death group
(n=20) according to whether there was in-hospital death. The serum NO level, NT proBNP peak, cardiac
troponin I (¢Tnl) peak and the contents of tumor necrosis factor-a (TNF-a ), interleukin-6 (IL-6) , intercellular
adhesion molecule-1 (ICAM-1) and CD4+ % , CD8+ % and CD4 +/ CD8 + in peripheral blood were compared
between the two groups. The correlation between different indexes was analyzed by Pearson test, and the
predictive value of NO on hospital death was analyzed by ROC curve. Results The serum NO level and the
peak value of NT-proBNP and cTnl in the death group were higher than those in the survival group, and the
difference was statistically significant (r=6.034, 8.405, 14.635, P<0.05). The serum NO level was positively
correlated with the peak value of NT-proBNP and cTnl (r=0.361, —0.441, P<0.05). The peripheral blood

B A BB P RS RIEDF T F o £ 3R M (ZYLCPX-Q7-2016-S06 )
Ve 4%, LT RFRF E SR, £ 200002
*i#BAEAE %« Z 5%, E-mail : cnshtongji@163.com

it

=3



- 2078 - BT EWi SR T4 20224E12 0 45144 45128 T Mol Diagn Ther, December 2022, Vol. 14 No. 12

CD4+ % and CD4+/CD8+ of the death group were higher than those of the survival group, and CD8+ % was
lower than that of the survival group, and the differences were statistically significant (=2.065, 9.769, 5.825,
P<0.05). The serum levels of TNF-a, IL-6 and ICAM-1 in the death group were higher than those in the survival
group, and the difference was statistically significant (1=10.984, 10.848, 8.837, P<0.05). Serum NO level, NT-
proBNP peak value and cTnl peak value in adult patients with fulminant myocarditis were positively correlated
with CD4+ % , CD4+/CD8+ and TNF-a, IL-6, ICAM-1 content, and negatively correlated with CD8+ %. Serum
NO level has predictive value for in-hospital death, and the best cut-off value for prediction is 30.10 wmol/L

(sensitivity 78.95% , specificity 80.00% ). Conclusion The increase of serum NO level in adult patients with

fulminant myocarditis is related to lymphocyte disorder, increased cytokine release and in-hospital death.
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Table 1 Comparison of serum NO level, peak values of

NT proBNP and cTnl between 2 groups (x +s)
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adult patients with fulminant myocarditis
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Figure 1 ROC curve of serum NO level in predicting in-

hospital death in adult patients with fulminant myocarditis
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[ ZE]1 BH HIHBUMEHRER 17-5p (miR-17-5p) 5 5 1M 72 %8 N0 S (R 40 56 1k B 0401
Fik PR 2019 4F 11 7 ZF 2020 4F 11 H 3 i K5 s B2 e & 1 8 38 55 6, i e & 5 0T 2 =L
(LVH) 434 1 LVH 41 (n=25) 5 & i HE 4F 222 AR JE (NLVH) 41 (n=30) , 55 16 B[R] 300 (4K e & 30
FAE R R IRAL . 53 BT = 41 miR-17-5p A9 AH XT3 35 /K, il i Pearson #H 5& 43 H1 T miR-17-5p 5.0 i =
B JELRE A SE M . SR 2R F TARERE 4 (ROC #hZR) T4 miR-17-5p % & 1L 5 LVH [ 32 W 35 1)
M. &R —AE AR = MR R (IVSd) 4R AR A % B B R B2 (TVSs) &7 ik 42 = ) e R
(LVPWd) W46 B A2 % 5 BEJR B (LVPWs) A Z 0L (LVM) A2 O E HE R E(LVM) LA, 22 540
Giit2E 5 L (P<0.05) . miR-17-5p AH X ik F B« %F 41 (1.29+0.83 ) > I NLVH 20 (0.97+0.62 ) > 5
1L E LVH 41 (0.54+0.33 ) , 2% 5 BUA 80327 7 L (P<0.05) . Pearson #H & PE 20 Hr 46 5 5%, &5 LR LVH
2 miR-17-5p 5 IVSd . IVSs .LVPWd . LVPWs £ ffi #] ¢ (r=-0.709 ,—0.416 . —0.544. . —=0.552, P<0.05) .
miR-17-5p X} /& IfiL i LVH i ROC i1 £ F 1 f1 (AUC) Ky 0.763 , fURE Ny 92.0% , 457 5+ 1 N 51.7% . #5518
miR-17-5p /K5 15 1ML LVH 2056, K miR-17-5p X & 1L LVH BA — % M A E
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Correlation and predictive value of Mir-17-5P with hypertensive left ventricular hypertrophy
XU Xin, XING Yujie, DU Juan, HE Yuan, REN Ming*

(Department of Cardiovascular Medicine, Affiliated Hospital of Qinghai University , Xining, Qinghai, China,
810001)

[ABSTRACT] Objective To investigate the correlation and predictive value of micro-RNA 17-5p
(miR-17-5p) and hypertensive left ventricular hypertrophy. Methods A total of 55 hypertensive patients from
November 2019 to November 2020 in the Affiliated Hospital of Qinghai University were selected. The patients
were divided into the hypertensive LVH group (n=25) and the hypertensive non-left ventricular hypertrophy
(NLVH) group (n=30) according to whether they were combined with left ventricular hypertrophy (LVH).
Another 30 healthy subjects who underwent physical examination during the same period were selected as the
control group. The relative expression levels of miR-17-5p in the three groups were analyzed, and the correlation
between miR-17-5p and cardiac ventricular wall thickness was analyzed by Pearson correlation. The receiver
operating characteristic curve (ROC curve ) was used to evaluate the diagnostic and predictive value of miR-17-
5p in hypertensive LVH. Results There were statistically significant differences in interventricular septal
thickness at diastole (IVSd) , systolic inter-ventricular thickness (TVSs) , left ventricular diastolic posterior wall
thickness (LVPWd) , and systolic left ventricular posterior wall (LVPWs) among the three groups (P<0.05).
The relative expression abundance of miR-17-5p: control group (1.29+0.83) > hypertensive NLVH group (0.97
+ 0.62) > hypertensive LVH group (0.54+0.33) , the difference was statistically significant (P<0.05). The
results of Pearson correlation analysis showed that miR - 17 - 5p was negatively correlated with IVSd, IVSs,
LVPWd, LVPW, LVM and LVMI in the hypertensive LVH group (r=-0.709, =0.416, —0.544, =0.552, P<
0.05). The area under the ROC curve (AUC) of miR-17-5p for hypertensive LVH was 0.763, the sensitivity was

AR B F RS R R E AR P s (2019-SF-1.2)
Ve BAs . Fil K F R E RS 4 WA, F%, 8T 810001
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92.0% , and the specificity was 51.7%. Conclusion The level of miR-17-5p is significantly correlated with

hypertension LVH, and the detection of miR-17-5p has a certain predictive value for hypertension LVH.
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tricular ejection fraction, LVEF% ) . /2 & .0 JIL i &
(left ventricular myocardium mass, LVM) A0 % 5
54 (left ventricularmass index, LVMI),
1.3 W5k
1.3.1 bR

A IR RN BCZ A #r bk M 5 mL, £ FH & Mk
PR AN BT EE AT BLsE , 3 000 r/min 2.0 (B 0248
10 cm) 10 min J& , B2 1003 , R AF T-80CHKAA
1.3.2  miR-17-5p fll vk

FEAFRAIE B 2 000 WL, I3 5112 T HiA
J& RNase A9 EP & 1, 1 500 rpm 5.0 (B.024% 10
cm) 5 min, B 3 . 3 500 rpm &0 (B 0242 16
cm) 10 min, B 3. 3 500 rpm 2.0 (B5.02E42 10
cm) 30 min BCULTE, A 100 wL PBS = & 5 144k
WMADTUE 4345 1 MR DTTE B0, I A
L BEIFE L ARAFUIVE , A RNase-free H.O ZTTE
SEAVRAR ARG BRI TS/ AT LB R S e T
(Nanodrop 2000/2000C) 1 — 543 Hr - H1] 5 Fir fil1 42
RNA [ & Je Jir & . ffi ] Promega M-MLV iz
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B, PRI RNA S 73054 5% o fo)5 R H] Roche 24
(%) LightCycler 480 IT PCR {47742 B PCR K5
Mo F=27* /R miR-17-5p Ay AH X 23k F2 5

R2 ZHBAROHEEZTIERILE (v2s)
Table 2 Comparison of echocardiographic indexes among

the three groups (x+s)

(AC=HRIAM CU-M B Culif -AC=B] gy s (B BRE
X IRZE A Ct -4 RE S T ACHUED " (n=30)  (n=25)
1.4 Biil22i0 07 (lesnd) 853+131  0.73+1.2°  12.7620.72" 100.122<0.001
K H SPSS 23.0 Ze it B/t A g it b . i (leis) 13.97+1.94  1597+1.61° 18.2+1.87" 37.413 <0.001
TORER H (x £5) Fan , Z [0 LR FHEL F 5381, S LVEDD B
o e o GO0 45708405 4634395 M.444376 1536 0.221
ZH 0] e BRI LSDt . IR n(% ) Fm , 4117] L\‘/“E”;D
HR TR W Al AR A% ] Pearson (oD 26408327 26776497 24244395 2899 0.061
MR RBOI T . R ZEE TAERHE 2 (ROC L(\gr:‘;d 8234133  0.33+1.15 10.88+1.36" 29.143 <0.001
25 4 WA iR- - y E'_‘ D
JE;ZQ )AI; % I\EM 1?;'4;:;1;51;’;32];;7 fi Eﬁ Z;%HE L(:E:XS 14.5342.00 15672225 1648+1.83 6332 0.003
=1z ) o . iR GV E o
l(ﬁi? 1843+3.06 18474393  18.76x4.82 0055 0.947
2 #£R
- 1?:1/1211)) 30.83+3.65 32.67+3.20 31.48+4.22 1877 0.159
— H B U] B (11 SR A b A 1 i
21 SHIRZRTORL S LI 25 b LA L(\;EF 72.0346.53  72.5329.04  72.08+7.99 0079 0.924

— %1 SBP.DBP [t , 2 5 A G iT2# = L (P<
0.05) ; —ZHVER] AW B AR WO S R
R 15 25 ) T A O L3 - F8 b LL 38, 2 R RS i

B (P>0.05), WFE1,

22 =HEHE.OIEERER
= 4 TVSd. IVSs. LVPWd, LVPWs . LVM .
LVMI [b#¢, Z 9B G iT2#2 X (P<0.05), W2,

Rl ZHEZHB MBEFERIEE [(vxs),n(%) ]

LVM(g) 205.56+12.53 256.37+10.42° 267.95+11.28" 7.035 <0.001
LVMI
(g/m*)

SR R, *P<0.05 5 5 = 1L NLVH 41 He i, *P<0.05,

2.3 = ZHAMIMA T miR-17-5p FHXT 2635 B L
miR-17-5p FHXF IR B2 6 IE2H (1.29+0.83)>

E M NLVH 22 (0.97+0.62) > 1% LVH 20 (0.54+

74.13+10.64  81.96+12.86 86.35+13.44" 5.641 <0.001

Table 1 Comparison of baseline data and various serological indicators among the three groups [ (x+s),n(%) ]

miH X RRZH (n=30) 1L NLVH 41 (n=30) B IMLE LVH 2 (n=25) Fly{E P{d
51 5 14.(46.67) 15(50.00) 12(48.00) 0.068 0.967
i 16(53.33) 15(50.00) 13(52.00)
A (5) 50.97+14.48 53.03+10.97 56.76+6.92 1.817 0.169
B (em) 164.53+6.47 168.47+8.21 164.48+8.05 2.638 0.078
AT (kg) 63.68+10.07 70.02+13.61 69.12+13.90 2.192 0.118
SBP(mmhg) 114.83£11.5 139.43£17.19° 139.24+23.94° 18.276 <0.001
DBP (mmhg) 73.20+8.14 90.73+12.31" 80.84+20.91" 11.299 <0.001
2 8 el 9(30.00) 11(36.67) 13(52.00) 2.870 0.238
T 21(70.00) 19(63.33) 12(48.00)
SRR (AE)  BEEZY Y 5.75+2.01 5.23+1.46 1.078 0.286
F R F 8(26.67) 5(20.00) 0.774 0.856
B 32 AR BHL 31 10(33.33) 9(36.00)
ST e 6(20.00) 7(28.00)
HoAth 6(20.00) 4(16.00)
TC (mmol/L) 4.04+0.70 4.31+0.73 3.95+0.88 1.674 0.194
TG (mmol/L) 1.47+1.43 2.14+1.10 1.93+0.87 2.536 0.085
LDL (mmol/L) 2.34+0.72 2.68+0.76 2.34+0.80 1.952 0.149
HDL (mmol/L ) 1.13+0.21 1.03+0.23 1.09+0.20 1.740 0.182
FPG(mmol/L) 4.47+0.52 4.42+0.75 4.66%0.61 1.027 0.363
ALT(U/L) 25.37+15.44 33.53+25.81 25.84+13.27 1.656 0.197
AST(U/L) 21.73+6.41 23.83+9.92 21.00£5.06 1.075 0.346
LDH(U/L) 165.93£19.65 177.37+27.72 178.24+28.39 2.117 0.127
Cr(pmol/L) 63.77£24.7 65.13+13.24 66.52+11.87 0.162 0.85

T 5 X IR LA, *P<0.05 5 5 = I NLVH 41 85, °P<0.05.,
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0.33), =5 B gt L (P<0.05), WK1, 3 it

XFBRAL 10 NLVH 41 5 1 FE LVH 41

¥ °P<0.05,
B 1
Figure 1

=AM miR-17-5p 3 RIE FEELLE
Comparison of relative expression and abundance

of miR-17-5p in three groups of exosomes

2.4 FHCHESHY

Pearson A ¢ P43 M1 45 SR B~ , & iU LVH 21
H miR-17-5p 5 IVSd .IVSs .LVPWd .LVPWs £ i
K (r=-0.709 ,-0.416 ,—0.544 . —0.552, P<0.05) .
2.5 il LVH 2 X % Logistic [FH 534

% [H & Logistic [ 4 43 #7 i /X , miR-17-5p
(B=0.513, OR=1.670) /& & Ifil. Fs LVH % 1 7 5% 1]
N (P<0.05), WLF3,

®3 BIMELVH B EER Logistic @35
Table 3 Multivariate Logistic Regression Analysis of

Hypertensive LVH
MEZE  pE SEM Waldli OR{i  95% CI P
miR-17-5p 0513 0217 5589 1670 1254~1.871 0.036

SBP
DBP

2.6 AhusAH miR-17-5p X &5 Il & LVH i2 W i
ROC {7 #r

fE I LVH 47, miR-17-5p (128 35 A% 4 i
AUC # 0.763(95% CI:0.661~0.865, P<0.05) , bx if
WA 0.052, DLZEFREm KU A Im A5, i e
miR-17-5p B A% &5 4 1.035 12 Wi A8, BUKE
92.0% , F5 5N 51.7% . WK 2,

100

0.420
2.359

0.232
1.472

3.277
2.568

1.522  1.137~1.665 0.070
10.580 8.102~11.487 0.218

80
{?i 60
FE 40
20

0 20 40 60 80 100
b
2 ShiiME R miR-17-5p 3t & IE £ =R E 12 BT 9
ROC Hi k5317
Figure 2 ROC curves of exosomal miR-17-5p in the
diagnosis of HTN-LVH

5 IR A R — Ty o ™ B 28 B A D12
PR, EEER BN sh ki R 2 T, K e
AL PR RS R RN T RE o g I A U e A 4
LVH &K D Re Rt , bl 52 ik &, v] 4 B0
G D) RE B g O E PR, A& T &L
. PRI, XF LVH #1757 802 Wi DL T 8085 R
WAFIUHEZ  HAT, & iE LVH Ji5 2 A LS
i A 58 4 B B, {H B E SE miRNA /] N2 J5 1 £
WSS 50T 5EM 0K E I LVH 4.0
I 557 9 B A B A QO ) s e 9 YT AL 40
oAb B B ST SR miR-17-p AR
T S A D3RR TE Fe o 3 & B9 micro RNA Kk 2 —,
L B I S B8 615 7 25 Fl 40 6L B 90 19 T S 1 45 4
MM T TR A, E AN OG5 EUE
miR-17-92 3 K R AE O HE il L G 28 2 498 F i e
W R B EZEERS,

AR 13 S YAk 2 4T miR-17-92 FEH K
JBEY, miR-17-92 35 K 5K 1) 3 BE00 micro RNA
J& miR-17-5p (WFHR K miR-17) , 4 SCHKIESE miR-
17-P 5 D5 G A e AR 50 ok ok A B A O JUEE 9 R 1 A
SR AL A58 73 RO T A T Ay A R R
PERN . B B, A2 5 MRS B Y I
' miRNAs it % T, £ miRNAs 5.0 JUIEJEAF
EEVR, Wt — PR RET 2
], AW LI, miR-NAs Al i P45 [ WA 56 3
Beclin-1 K336 O L H S 5.0 UUE RS R, I
KIAE A0 = R AR B L 2K miRNAs
Jh g, — 15 29 i) NLVH # % 28 il LVH i
H 5 27 I IE X B R BFgE L B R I K
miRNAs 7K F- 5 IVSd #1 LVPWd £ 1E A1 56, HoIf
) miRNAs 7] G2 260 &ML R 2 W i i 245
B, 33X Ry 200 2 IO R 9 7 92 W B AL 1 5 R A )
Jr 2T BB 5 X SRR K B, AR LVH 1Y
HT H & 1, miRNAs il 5 L, L T
miRNAs 5 [fil & F1 LVH #2538 A5 (9 AH S, 1
miRNAs Fl LVH Z [8] £ 7E W] & 09 40 C P . Wu
0038 1 i %8 miRNA 515781k, & Bl miRNAs
FEREJE.C L R ik, B S LVH F2 R R A C, 12
7~ miRNAs 7] fig B4 42 it K 4E H . Pullamsetti
SR BRAE T B ik s e/ BT rpoi i) miR-17 7]
W 1A T AN 2 A7 0 ALK . Du 45 OHE /N
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B AR JE 47 98 UE 5E miR-17-5p X mTOR A4 11 1l
BT AR T AR, DL BRI
W] miRNAs 7£ LVH & %5 Ll e & B 2Z4E L H
XU gE EEAE TP L, IGIR LAER
miRNAs & % B}, 51 Z — ) miR-17-5p 7& & Il H&
LVH [ H 02 Wi Ve H i A& WA

AWFFE & B0 I s LVH 41 Ao JIF 1 4% 25 BE
JEE 5 miR-17-5p [ 3K A AR = B 2 67 AH OC .
miR - 17-5p Xf & Ifil & LVH Y ROC i 28 T 1 1
(AUC) N 0.763, & J& 2l 92.0% , % 5% B R
51.7% . LA b &5 5954 8] miR-17-5p 7€ & Ifil JE LVH
A2 B AN, TR I TEAR S .

Zx I, miR-17-5p 7K~V 5 & 1l s LVH & 35 AH
XK, Bl miR-17-5p X & i LVH 2 AT — 22 (1) il
A, PTVE A2 W I LVH RO FEAR &4, M
it PR AR FBCCo JIFE 500 AH DG AR R SR T 5 1%
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.’I,/a 3 e

TR Tk Do il £ s 13y 22 % 2 Bk bR 95 SOD . T-AOC
e TNF-a B 550

HMM* RALE B WXLH

[ E] BB 0 BRI E G 9 5 2 38X 2 B0k PR 2 3 8 ATk B AL (SOD) L i
BrEALRE J1 (T-AOC) B I IR FE A F - (TNF-o) (W52 . ik PEEL20194F 1 A #2022 42 A F
DR LR N R BEUSCIA 2 BUBE R BB 5 117 6], AR VAT 7 RN 40 o WA 4 (n=61 , R BIK 5
B IG5 TR 05 2 AR YT ) X B (n=56, 8 5 H ALIRYT ) o LB AL I IRYT AL . SOD . T-AOC . TNF-a
BEACHE AR (23 B 2805 2 /NI ol B L M s D) U RN R R R E R, &R WA IR
MRS TR (P<0.05) o VYT )T, B4 TNF-o /K -2 B R % , SOD | T-AOC K2 I, Hirh
WLEELH 75 Ak B R B B (P<0.05) o V897 )5, W41 FPG . 2hPG . HbAlc 34 ) BT [, Horp WL g 4 725 Ak o Ky
B (P<0.05) . AR RN EZAERERABAGITE L (P>0.05) . S8 K BB A
B FZ BRI SR WA, B8 SO M A% K SF , 23 SOD . T-AOC B TNF-a K-, B — i & &1,
ELAS I R N A

[SEgER] WU R BEIEG e 5 R 5 2 BUBHIRI% ; SOD; T-AOC; TNF-a

Effects of pancreatic kininogenase combined with insulin pump on SOD, T-AOC and
TNF-« in type 2 diabetes mellitus

XU Shanshan*, ZHOU Hongjun, YANG Ming, HU Wenxiu

(Author Affiliation: Department of Endocrinology, People ’ s Hospital of Lujiang, Hefei, Anhui, China,
231500)

[ABSTRACT] Objective To analyze the effects of pancreatic kininogenase combined with insulin
pump on superoxide dismutase (SOD), total antioxidant capacity (T-AOC ) and tumor necrosis factor-o (TNF-at)
in patients with type 2 diabetes mellitus. Methods The clinical data of 117 patients with type 2 diabetes who
were treated in Lujiang County People’s Hospital of Anhui Province from January 2019 to February 2022 were
selected, and according to the difference of patient’s choice of treatment methods, they were divided into the
observation group (n=61, pancreatic kallikrein combined with Insulin pump therapy ) the control group (n=56,
insulin pump therapy). The clinical efficacy, SOD, T-AOC, TNF-«, glucose metabolism indexes (fasting
blood glucose, 2 -hour postprandial blood glucose, glycosylated hemoglobin) and the incidence of adverse
reactions were compared between the two groups. Results The total clinical efficacy of the observation group
was higher than that of the control group, and the difference was statistically significant (P<0.05). After
treatment, the levels of TNF-a in the two groups decreased, while the levels of SOD and T-AOC increased, and
the changes in the observation group were more obvious (P<0.05). After treatment, fasting blood glucose, 2-
hour postprandial blood glucose, and glycosylated hemoglobin in the two groups all decreased, and the changes

in the observation group were more obvious (P<0.05). There was no significant difference in the incidence of

AR B ZHHE A AT A2 B (1908085MH213)
Ve S An A P I A RE TR R b A, S, A2 231500
*BAZAE R F M, E-mail : yanwuss@126.com
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adverse reactions between the two groups (P>0.05). Conclusion Kallikrein combined with insulin pump has a

definite curative effect, can effectively regulate blood sugar level, improve SOD, T-AOC and TNF -« in

patients, and has certain safety , and is worthy of clinical application and promotion.

[KEY WORDS]

EGET, S R0 R RSS2 R AR, 3
] 2 AU PRI 1) S0 5B b T, Rl AR AR R
PR B R R AT T 2 BUBE IR nl 5]
K B M BOIFSAE , o R ARZ A eSS, ™ B
AU R R LU RS . FRT i R
B3R 2 BB R 32 DL ) IR K (R T A
E K R RO RRAS H B, 5 A B I o 17, BEE
T8 1A 25 5 e 22 Mg B, 520 R A 9
FOAE e o I R X 2 BB hRop R
P 3R BEAT AT, 22 IR 8 2% 2R m] ol i
B 19 5 AT S A BT HFBADLIE B 5 2K 0 3
i £, BB 7 T [ PR 42 o £ LB K P o BRIEUIR
G 5 P o — Rl AR 7 9 R i DR TR R B
(4 2 I, AT RS e R ARG 30, s R AE SO,
A BRI SR BETHIR ARG T RCR
A BIE S AL FR A R PRI 5 JBR 5 2R SR X 2 U PR A
IS T 20 HT o

1 ARSI

11—k

PEHL 2019 4F 1 H £ 2022 4F 2 H T %A )
TR R BE B dlia 2 OB R R A 117 4, AR
P BBE B PEIRIT T RS R L o 5
(n=61, [ 3 JIK B B 36 A B 5 2 =R 97 ) AR
H (n=56, B 5 RIEIRIT) o A BT W4l — M 7%
BHELEL(P>0.05) , IR 1. 9 A : OB FE
2 RUBE PRI I R 2 Wi br o7 5 Q)1 PR B8 8} 58 3%
HE B A5 o - O & I HoAts P9 2 06 2R G0 sko0 E L
B AEER IE T RE 58 @ B ARt 5 Bk 1A
1T BRI YT 5 @ B 28 MR RWE PR | 4T Ui 19
PRI B

®1 WARBEE (x5)

Table 1 Comparison of two groups of data (x+s)

2H 5 n MERI(BA) EEAERECY ) SRR (4F)
WM 61 34/27 58.3626.12 7.12+1.34
XIRAL 56 30/26 57.8626.59 7.04%1.40
1 0.055 0.426 0.316

P8 0.814 0.671 0.753

Kallikrein combined with insulin pump; Type 2 diabetes; SOD; T-AOC; TNF-«a

1.2 Ky ik

B ARG B4 TR s FG YT M
PRIREE 5%

X RRZHAT IR 5 2 28R 9T, R B L 1B W
A 771 PLUS V100 B 5 3R = L R E AR,
Jige &5 2R VR B 30 , LA 3] 1 LA 40%~50% 5 4%
FENLFIRFN T ZABATHEA . R ZR N IR
SR MBE R 25 18 1B .

NS 2 75 Xk B 2 0 S Al A PR 8 R S il s
J7 R E R, ik 240 U, B H 33K, 241
HIT 12,
1.3 WMEFEHR
1.3.1 Pl R 7 A% A

850 25 R R A I B R 2 3.9~6.1 mmol/L,
M T A% 48 I 2 /)N B I R %2 5.6~7.8 mmol/L, I IR
P PRI 2% Bl B A 9 A 5 A 0 25 IR R A IR 7K T
IR IT AT T R I DR R I e s TR Ak
258 S T 2 /N IOBE TG AR A i AR E AR T el .
MAROR = BRCE+ A RORY,
1.3.2 41 SOD . T-AOC & TNF-a /K- 34

W 4R B E R T DL RGRIT 12 e RS R
F bk 1M 5 mL, 3 000 r/min (#0248 10.0 cm) &
> 10 min B W W o 2R B 6 3 A6 I I 355 S 4T
A 1k € 71 (Total antioxidative capacity , T-AOC ) ;
Sk T 3K B 95 0 A 2 A I i g R A -«
(tumor necrosis factor-alpha, TNF-a ) ; >k F b 2% Eb
£, 35 K I 45 A6 9 5 A6 i ( Superoxide dismutase ,
SOD ) .,
1.3.3  PHALEHCIEHE PR KT Hegg

SR FH LR A 04SN 8 2836 7 T A IR TT 12
J& J& (Fasting blood glucose, FPG) & %& J& 2h Ifil ##
(2h postprandial blood glucose, 2hPG) ., F Ifil & L»
SRR 1.3.2, {1 FH 42 ) 3l e 430K 20 Ak 1M 21 28
I1 (Glycosylated hemoglobin , HbAlc) .
1.3.4  PI4LEHE A RN R A AL

ARV ALAE 295 AR D80 = 1%
1.4 ZEilrk

K HI SPSS 22.0 Geit A/t ir g it oo it
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TR (2 £5) 7R AT e85 50 THEFORER H n(%) %
TN AT RS LA P<0.05 Rn 2B Gt .

2 &R

®2 WARKTH (%) ]
Table 2 Comparison of clinical efficacy between the two

groups [1n(%) ]

Hu  n AL ZER 4 TRk BABR

e B s ML 61 27(44.26) 31(50.82)  3(4.92)  58(95.08)

2.1 ARk YR 56 21(37.50) 25(44.64) 10(17.86) 46(82.14)

WAL G IR A RCR & TR A, 25 A5 PRl 4.949

HE R L (P<0.05), W#2. PiE 0.026
2.2 SOD. T-AOC } TNF-a 7K F- 2.3 HEC

RIS, Wi 4H TNF-o /K27 L 3 R [, SOD |
T-AOC /K- T, WEL 4 ek i %, 2 R A5

1697 )5 , WiZH FPG .2hPG \HbAlc ¥ T [, W%
HARL T B 2 5 A Gl 2E 5 L (P<0.05) . L

efE X (P<0.05), W33, F4,

%3 WHSOD.T-AOC & TNF-a /KF (x=s)
Table 3 Comparison of SOD, T-AOC and TNF-a levels in the two groups before and after treatment (x+s)

i SOD(1U/mL) T-AOC (1U/mL) TNF-a(ng/L)
2% n A = — - = -
TRYTHT BT A VAT RITIE IRYTHT BT A
L2 61 77.15%6.73 94.65+9.52° 16.53+2.67 21.66+3.54°" 22.63+4.35 11.34+2.41°
X HRZH 56 76.98+7.10 82.80+9.27" 16.18+2.81 18.43+3.37° 22.42+4.28 16.54+2.46°
XiE 0.133 6.759 0.691 5.045 0.263 11.544
P{H 0.895 <0.001 0.491 <0.001 0.793 <0.001
o HIGITHTA L, *P<0.05,
T4 FAMERGEE (vxs)
Table 4 Comparison of two groups of glucose metabolism indicators (x +s)
FPG (mmol/L) 2hPG (mmol/L) HbAlc(%)
2151 n R A SR e A Sy
NERARL] \EEARE] NERARL] NERARE] NERAL] NERARE]
WL 61 14.85+3.11 5.081.42° 24.85+4.52 7.42+2.06" 8.54+1.76 5.67+1.11°
X HEZH 56 14.96+3.05 7.28+1.39° 23.96+4.38 10.411.96° 8.68+1.68 7.63+1.35°
tHE 0.193 8.456 1.080 8.027 0.439 8.606
P 0.847 <0.001 0.283 <0.001 0.661 <0.001

H: SIRIT AT, *P<0.05,

2.4 AR
PHALAN ROV e A2 R 28 S RGeS (P>
0.05) U35,
x5 WHARRKE [n(%)]
Table 5 Comparison of adverse reactions between the two

groups of patients [n(%) |

g n A2 R Bz h BkAR
WEEH 61 1(13.11)  4(6.56) 3(4.92) 8(13.11)
XHE4 56 1(1.79)  2(3.57)  2(3.57) 5(8.93)

P 0.518

P 0.472
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T 2% AT e Mk ™ A I T B P PR . TPOAD Je
ANA IEIEIEIT2E{L
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(# ZE] Bo HiTem g k™ g il B Pk  TPOAb K ANA Ml R IG 7 251k o
FiE BEI20184F 1 A % 2021 4 12 A GA T8 7T a2 -1 BE 1) 106 5 558 8 RSA B/ A%
G FRRERLECT- 22350 5t BRAL PSR4, 45 53 1] XF BRAL T LA RS )iGy7 , WER AL 7EXT BR4H i kil
A AR BIEHERYT  ALEAYT 3 H o Gevt o M P AL IR RS, Jm) K 245 JIr o sk 1) AN B sy & 2B %%
X L IATTRT A 3 H S A SRR (NK) 4 (CD56") (B 41 (CD19*) A 43 L L i3 S S 4k [ CD3*
CD4".CD8".CD4"/CD8" | /K-, HUAR it it S AL M) B LAR (TPOAD ) BHAE 3 R HUAZ PR (ANA) PR . R
BT 3AN A G WEELH 2 430 2 5 T X BRZH (P<0.05) 5 W5 2H 050 I 24 i 5 B ] 24 S TG 122 2 L (P>
0.05), W4l CD56" .CD19"H 43tk .TPOAb J ANA BHE: R RAG, HOWE LK T % B4 (P<0.05) . P4l
CD3".CD4",CD4'/CD8" /K- 14 A% , CD8 4 T) w5, HWLELLH I 375 5 P B A /K S 440 T % BE 46 (P<0.05) .
PIAIAR BN & 22 S G243 L (P<0.05) . 818 S/K R IRIEIRTT e R KR I A TR
=L REVAY LIS B A BUAR  TPOAD o ANA 3R K - , 38 BLAE R S e B AT Ja Pk 3 7 R BRAEIR T 7 6
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Changes in clinical treatment of serum blocking antibody, TPOAb and ANA in patients
with immune recurrent spontaneous abortion

ZHENG Qi'*, ZHONG Sugqin®, ZHU lijun'

(1. Department of Gynecology, Ganzhou Maternal and Child Health Hospital of Jiangxi Province, Ganzhou,
Jiangxi, China, 341000; 2. Department of Traditional Chinese Medicine, Ganzhou Maternal and Child Health
Hospital , Ganzhou, Jiangxi, China, 341000 )

[ABSTRACT] Objective To investigate the clinical treatment changes of serum blocking antibodies ,
TPOAb and ANA in patients with immune recurrent spontaneous abortion. Methods A total of 106 immune-
type RSA patients admitted to Ganzhou Maternal and Child Health Hospital from January 2018 to December
2021 were selected as the research subjects, and divided into the control group and the observation group
according to random number table method, with 53 cases in each group. The control group was given active
immunotherapy, and the observation group was treated with Jinshuibao Capsule on the basis of the control
group, both groups were treated for 3 months. Statistical analysis of pregnancy outcomes, time required for
standardized medication and incidence of adverse reactions between the two groups was performed. Comparison
of the percentages of natural killer (NK) cells (CD56") , B cells (CD19") and serum blocking antibody levels
before and after 3 months of treatment between the two groups [CD3*, CD4*, CD8", CD4*/CD8" | levels,
positive rate of thyroid peroxidase antibody (TPOAb) and positive rate of antinuclear antibody (ANA) were

carried out. Results After 3 months of treatment, the full - term delivery rate in the observation group was

A B TG R P E 2R R AR X BEAL(2020B0164 )

M A5 10 B B350 T A Rk e da A T 350 341000
2. TG K # N WA s R AE R P B A, ST, M 341000
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higher than that in the control group (P<0.05). There was no significant difference in the time required for
standardized medication between the two groups (P>0.05). The percentages of CD56", CD19*, TPOAb and

ANA in both groups were decreased, and the observation group was lower than the control group (P<0.05). The

levels of CD3", CD4", CD4"/CD8" in the two groups were decreased, and CD8" was increased, and the serum

blocking antibody level in the observation group was higher than that in the control group (P<0.05). There was

no significant difference in the incidence of adverse reactions between the two groups (P<0.05). Conclusion

Jinshuibao Capsules has a significant clinical effect in the treatment of immune-type recurrent abortion, and can

regulate the expression levels of serum blocking antibodies, TPOAb and ANA, and is suitable as an ideal

treatment for immune-type recurrent abortion.
[KEY WORDS]
ANA ; Efficacy

& % M W 7 (recurrent sontaneous abortion,
RSA) ETEUT R 20 J& N % 22 H AR =2 IR, TR
BALPhHEERA G 1%, &AL G HEE
DL R HE % ST B AR i b A 2R AT A 4R A
JEP, HA i IR B AR BT . RSA W] U 22
ANFCER WG L e Aot B oo R . PHEE
AN RSA W st At S (NI A B Rt 2
S I B NS D gl VA e R EY X HE e 8
DA T2 L R b O 240 L 32 3 fe i . 1T RSA AE
RS EWE R E T MR W R B R AR R R
ZEJEME” R EE . BRAR 2y B A A A R
#E Ry RE ke N EE R E R, 2N
WA RS . &/KERRE L], K2
BT RN T I R B TR Ry (Cs-4) , B #b g il
BOKS 25 D85, e V8 1 MUK A= 5l R 48 e S g )
REAE, ARk iz N T im R o {2 B Eim IR =
2N K ERFE T i RS R, B
HE R F R e B RSA 3 . 8 TR 4K
FREHEIRIT I R R ™ (RSA) HZECE Skt
I3 B TR AR R A S Ak W 6 BT AR (thyroid
peroxidase antibody, TPOAb) M $ii # $t 1A (antinu-
clear antibody , ANA) ¥ 50 , A< B 5% HX 106 1] 5
JERI RSA BE S 5ARRMEGE , LA A I R A e 5
R RSA SBE RO AIGIT ik

1 HARMNKREFIE

1.1 — R

PEHL 2018 4F 1 J % 2021 4F 12 H iE T8 M
AL PR AE BE 1Y 106 1] 5035 B ST e 1 3k 7 i AR
RIS XT G, H AL 2 0 A o HR 2 R0 ¢
H, % 530, PR E IR 22 R TG
BN (P>0.05), W#EI1,

Immune - type recurrent abortion; Jinshuibao Capsule; Blocking antibody; TPOAb;

F1 MABFELABLR (x25)
Table 1 Comparison of baseline data of two groups of
patients (x+s)
I EES Wt W RIWAR
i on A wEC A% R R
(X) () (&) mHECH)

WMELL 53 32.15+3.04 27.1622.08 3.01+0.53 7.82+2.10  4.01+0.58
XHRZH 53 31.52+3.77 27.5522.37 2.89+0.84 8.06£2.69  4.16x0.79
i 0.947 0.900 0.879  0.512 1.114
P 0.345 0.370 0.381  0.609 0.267

1.2 GASRE S HEBR AR i
1.2.1 Y4 AbrifE

PEEEZ W DA 2 ek 2 WA /Y A 2R o
QIR B S I SR A S N i
RSA H % ; @& MK . TPOAb, ANA | [ 9K 5 1
(natural killer cells, NK) #[ )i 8% B 40 it S5 s @R £E
1RSI IE 7 s @XFASHFSE N & 5015 51 [F 3 3
o PEBW SR EERRE) R R WIS R
MUFSIE, R OB 22 R MR 2 I L R
B QAW IR , SO RBATIR . IEN D%
T HG s QRN 2 K OPERIBER . 5 kCh & T
SO AT, W, A W i . S5
bk, B Bl R E K 2 B UERI AT AL .
1.2.2  HEBRPRUE

OISR 5 AN SR R/ X S ¥ i d 3/
W R PR TRUR PUODBEIE PR BT
B N BB R S HA R 5 ) RSA B Q5%
A3 AN H N B HEF TS B8 167 Mo Fh o ok i 4 s
P A s QG I B R
1.3 BT bk

Xof HR ZH 7 R AT 8 RO R 0 Sk L, B Ak
AN T S R BEIRYT o I T AN TR B R 2R B P T
FEEHETE LN 6~8 10 Bka—E 2~3 Eih
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IP VIR, BT REE S 2~4 IREFEEIRTT 3N H o WigE
AR XS B (Y BRI K SR () 5 VLY
T RS K R 25 A BRA Al B £ 0.33 gk [
Z5HES 1 210890003 ) ¥A97 , FIR , — IR 3 4%, 3 ¥R/,

F2 MEMRERRACRAZPIEMELLE [(2(%), (x+s)]
Table 2 Comparison of pregnancy outcomes and time
required for standardized medication between the two groups
[n(%), (x+s)]

gt o A = miEE MR RH M
Betir 3 A . AU o SR oW s e Rk

1.4 Stk

K H SPSS 22.0 # ki A 7 E s b B, T BOFORE
Phn(%) 37, R 2 K tHE TRt (v £5) F
21 (B R FH R ST R AR ¢ A58, 4 PN IA YT IS R B X

BEAS K55, L P<0.05 2R G2 .
2 #ZR

VAL AT WRZE Jy B 3 FH 245 i 5 e ] B A
WFFEIa], LR AL 2 ) (1 i Ekcdia ek 1 7]
K ), 5t B METE 2 191 (1 AR Y7 ARIR T 1 B2k
Vi)o WEELH N HRA 73 3l A 48 .46 11132 2%, WS
B H 43R E T BB (P<0.05) 5 4 BEYE FH 24
TR 22 3 RG24 L (P>0.05) . L& 2.

2.2 P41 NK 404 . B 40 ffl & 4> b )2 TPOAb &
ANA FHPER i
YBYT T, iZH CD56* .CD19* 11 43 . . TPOAD }%

2.1

ML 51 48(94.11) 47(92.15) 47(92.15) 45(88.23) 3.15x0.56
XTHR4L 51 46(90.19) 45(88.23) 42(82.35) 37(72.54) 3.09+0.78
Pal! 0.135 0.329 0.577 3.980 0.446
P{H 0.712 0.566 0.447 0.046 0.656

ANA [HPERR2E BTG HE R L (P>0.05) 51797 31>
A5, Mgl CD56" .CD19"H 43 tb .TPOAD 2 ANA [H
RPN, FOWERLAC T IR (P<0.05) . W3 3,
2.3 PHALINTE £ AR L

VAYTHT, 4] CD3'.CD4" .CD4/CD8 7K -2 734
Tegiit2EE X (P>0.05) ;3797 340 H 5, 41 CD3"
CD4" .CD4'/CDS /K EA4RIE , CD8+Y T , HWERLH
AP TR IR (P<0.05) . W 4.
2.4 ARV AR R

WA B & HE #20h 5.88% (3/51) 1K T
XFHR A 11.76% (6/51) ,fH 2 55 L4 1124 5 L (P<
0.05), W5,

&3 THLANK A B A HE 5 bk & TPOAb & ANA PRHEZRLEE [n( %), (x+s) ]
Table 3 Comparison of the percentages of NK cells and B cells and the positive rates of TPOAb and ANA between the two
groups [n(%), (x+s) ]

- CD56" (%) CD19"(%) TPOAb ANA
2o n R - RN N S - S -
TRYT WRIT IR YRIT I WRIT IR TRIT RIT A TRYTH WRIT IR
WELH 51 13.20£3.04  10.25+1.36°  10.53+1.69  6.52+0.44°  58.82(30/51)  21.56(11/51)  54.90(28/51)  19.60(10/51)
XTHEZH 51 13.45+3.15 1147125 10.22+1.50  8.100.79*  60.78(31/51)  41.17(21/51)  58.82(30/51)  37.25(19/51)
8 0.407 4.716 0.979 12.478 0.040 4.553 0.159 3.902
P 0.634 0.000 0.329 0.000 0.839 0.032 0.639 0.048
U 5 AL TR, *P<0.05.
F4 WAMBHAMEKELE (v£5,%)
Table 4 Comparison of serum blocking antibody levels between the two groups
. CD3* CD4* CDg* CD4'/CD8"
=tJr n Y o — Y P — Y e — Y S —
PE (] BT IR IR YT H BT IR JARIT TR IRYT BT IR
WL 51 76.50+5.89 62.51%5.74° 59.50+5.14 51.67+4.61° 29.93+4.10 36.23+5.30" 1.97+0.12  1.64+0.14°
XUEZH 51 75.96+6.03 67.14%6.20° 58.79+5.62 54.26+4.90° 20.31+4.28 31.98+5.17" 1.92+¢0.17  1.79+0.16"
t{H 0.457 3.913 0.665 2.749 0.747 4.099 1.716 5.038
PAE 0.648 0.000 0.507 0.007 0.456 0.000 0.089 0.000
5B ITRIAH L, P<0.05,
x5 MATRRRMESEELE [(n(%)]
Table 5 Comparison of the incidence of adverse reactions between the two groups [n(%) |
2H 51 n fihe NG 21 41 g 2> iR I /N 2L E NN Bt
WL 51 0(0.00) 1(1.96) 1(1.96) 0(0.00) 1(1.96) 0(0.00) 3(5.88)
X R 4L 51 1(1.96) 1(1.96) 1(1.96) 1(1.96) 1(1.96) 1(1.96) 6(11.76)
7E 0.485
P1E 0.485
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i, SRR T X HE4H . P4 CD3".CD4" .CD4"/
CD8 K- FEAR , CDS ¥ Tt , H SR 4 i i 3 FA]
PO IK B0 T X6 B, 387 4 7K 52 J 28 RE 0 15
M4 1A . TPOAb K ANA f ik K-,

25 PR, /K E AR YT e B RSA 6 RTT
R BB VR I B TR \ TPOAD & ANA 3%
TRKOF 38 AR R e B A2 e M e I B AR T
Ro AR RIETHARR D, 451 RefEE—
JEJm R YE, HAa/K E AR YT e e B RSA iIVEHIAL
il i A WIE , H S MRREAS i, X 87K i)
YEFIMLTI A TR ABESY , TRAMX —AIFFE 125 F .

SE& 3k

[1] Dakhly DM, Bayoumi YA, Sharkawy M, et al. Intralipid
supplementation in women with recurrent spontaneous abor-
tion and elevated levels of natural killer cells[J]. Int J Gynae-
col Obstet, 2016,135(3) :324-327.

(2] AL BRAL . EmAD  ACA J PDW KA 46 I 75 & % 1 3
7 U PR A2 W i A (B [T ], 2r T2 T 5 iR ki
2021,13(6) : 977-980.

(3] M, 202 MR, 45 . pO A s M i & i ot s ke
TR R T AERBIE A, 2020,46(5) :481-485.

(4] &by, T NI I 07 % 5 0 I 8 A2 e M i 7 /s
FUM R A A B SR BE O R Y 52 [T ], P2l , 2022,
44(3) : 937-942.

(5] TAE, sKas T, X0 ok 520 i PR N, FH R 2 3L FH i F
FEHEIELT]. I R ZG B4, 2019, 35(4) :406-408.

(o]  ZF, XU . B ERA M. Je st AR T AL,
2016:13-17.

(7] J7sesie, A AU H S A ML T Th17/Treg S Pl
TR [T ] e A, 2021,37(21) : 2657-2663.

(8] ARWEUE, FHH , BORTUE . B OCIR A 7 G AL ER & 30
B PEIRYT AN W L IR 52 M Wt 7 A6 A A 80 B HG X Al B 1
T C 20 A 17/ 45 1 T o O 40 S e 2R A g 2 mg [0 1. v
FEl 9290 )5 2 44k, 2018, 24(18) : 164-169.

(9] EVRLL, BXEBR . INFMRE RGO AN B sl T 2R
PR TR ] SRR 252835, 2016, 20(7):96-98.

[10]  ACHGEE, Ph A 25, T, 45 L G B A A pl s O B 2 3 e
TRYT X S SV U M IR IE SR B W R 8 LT ]
2, 2018,40(11) : 2394-2399. (F3#% 2097 1)



- 2004 - BT EWi SR T4 20224E12 0 45144 45128 T Mol Diagn Ther, December 2022, Vol. 14 No. 12

. a
.’I,/a 3 e

/& DL IR 5 18 97 %t #E 3% JF HIV B4 5 % 2 Dh fig
CK-MB JZ LDH [0

FRA EKK EEi' Em*

(# ZE] B WHOEVCIRT IR I A A b 5 (HIV ) R YL B 5 e Dy e LR I
it [5) T (CK-MB) K FLER I AU (LDH) (520 . F33k  $EEL 2018 4F 9 H % 2021 4F 9 A T AR
B Bk 12 149 103 A3 5 0F HIV @G 838 ARAEIR YT 7 B 43 B2 (n=50, 7K B 5 8 R A097 ) Ft
FEH (n=53 , JKVLIFH A KRB HEZIRIT) . ST HEFAIG RIT AL R Z YifE (CD3" .CD4" .CD8" ,CD4"/
CD8") .CK-MB &% LDH /K- Je AN B, G558 BFFELH I PRIT 41 (92.45% ) 5 1% BR2H (78.00% ) , 22 5+
F G L (P<0.05), 1877 3 G WFFE 4L CD3*.CDA4* .CD4*/CD8 ¥ 5 T X fR 20 , 22 R ¥ i i 2¢ 2 X
(P<0.05), /97 )5 3 J8 )G Wi4l CK-MB \LDH /K -2 T [, BT AR T IR A, 22 R E S22 X
(P<0.05) o W5 4IAS KL 2R (22.64% ) 54 HR 41 A KL % (14.00% ) FiE , 22 3 04024 X (P>
0.05), &5t XFMEEEGIF HIV IR G B 5 SR FH IS VTR 35 8047 B2 75 8 200A YT nl A R0 o I IR T &L, el
FBE R YIEE L CK-MB \LDH /K13 31 i E okss A HZ B — e 2tk
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Effects of lopinavir treatment on immune function, CK-MB and LDH in patients with
syphilis and HIV infection

LI Shuanghui', HUO Meimei', WANG Yaru', WANG Lina**

(1. Hanzhong Vocational and Technical College, Hanzhong, Shaanxi, China, 723002; 2. Department of
Dermatology , Hanzhong People’s Hospital , Hanzhong, Shaanxi, China, 723000)

[ABSTRACT] Objective To study the effects of lopinavir treatment on immune function, creatine
kinase-MB (CK-MB) and lactate dehydrogenase (LDH) in patients with syphilis and human immunodeficiency
virus (HIV) infection. Methods 103 patients with syphilis complicated with HIV infection who were treated in
Hanzhong People’ s Hospital from September 2018 to September 2021 were selected, according to different
treatment regimens , and they were divided into the control group (n=50, benzacin penicillin treatment) and the
study group (n=53, lopinavir combined with benzacin penicillin treatment ). Clinical efficacy , immune function
(CD3*, CD4", CD8", CD4'/CD8") , CK-MB and LDH levels and adverse reactions were compared between the
two groups. Results The clinical efficacy of the study group (92.45% ) was higher than that of the control
group (78.00% ) , and the difference was statistically significant (P<0.05). After 3 weeks of treatment, CD3",
CD4+ and CD4+/CD8+ in the study group were higher than those in the control group, and the difference was
statistically significant (P<0.05). After 3 weeks of treatment, the levels of CK-MB and LDH in the two groups
all decreased, and those in the study group were lower than those in the control group, and the difference was
statistically significant (P<0.05). There was no significant difference in the adverse reaction rate between the

study group (22.64% ) and the control group (14.00% ) (P>0.05). Conclusion The use of lopinavir combined
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with benzathine penicillin in the treatment of syphilis patients with HIV infection can effectively improve the

clinical efficacy, and can significantly improve the immune function and the levels of CK-MB and LDH in

patients, and the combination therapy has certain safety.
[KEY WORDS]
CK-MB; LDH
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The clinical significance of SCC, CYFRA21-1 and NSE in the treatment of lung cancer
with bevacizumab combined with FP

ZHOU Ji*, ZHOU Zongzheng , PAN Gang

(The First Department of Oncology , Suixi County Hospital , Huaibei, Anhui, China, 235100)

[ABSTRACT] Objective To analyze the clinical significance of (SCC, CYFRA21-1 and (NSE) in
bevacizumab combined with FP in the treatment of lung cancer. Methods Retrospective analysis from January
2018 to April 2021, Suixi County hospital treated 83 patients with lung cancer as the research object, who were
given bevacizumab combined with FP chemotherapy regimen (FP chemotherapy regimen: pemetrexed +
carboplatin ). The curative effect of lung cancer patients was evaluated. The clinical data, SCC, CYFRA21-1
and NSE levels of the non-remission group and remission group were compared. Multivariate Logistic regression
was used to analyze the relationship between SCC, CYFRA2I -1 and NSE and the efficacy of lung cancer
patients ; COX regression was used to analyze the risk factors affecting the prognosis and death of lung cancer
patients. Results In lung cancer patients treated with bevacizumab + pemetrexed + carboplatin, 18 cases
(21.69% ) of CR, 33 cases of PR (39.75% ) , 21 cases of SD (25.30% ), and 11 cases of PD (13.25% ) were
found. There were 51 cases in the remission group and 32 cases in the non-remission group. There were no
differences in age, gender, smoking history, clinical stage and tissue differentiation between the two groups (P>
0.05). There were statistical differences in ECOG score, SCC, CYFRA21-1 and NSE (P<0.05). Logistic
regression model analysis showed that ECOG score, SCC, CYFRA21-1 and NSE were related to the curative
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effect of lung cancer (P<0.05). The levels of SCC, CYFRA21-1 and NSE in the poor prognosis group were

significantly higher than those in the good prognosis group (P<0.05). ECOG score, clinical stage, SCC,

CYFRAZ21-1 and NSE were risk factors for poor prognosis of lung cancer patients (P<0.05). Conclusion The
low levels of SCC, CYFRA21-1 and NSE indicate that bevacizumab combined with FP has a good curative

effect and good prognosis in the treatment of lung cancer, and the three factors are of great significance to the

evaluation of the curative effect and prognosis of lung cancer.

[KEY WORDS] SCC; CYFRA21-1; NSE; Bevacizumab; FP; Lung cancer
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o DUAGERBAPUA 28 B FRE AU R 5 NI N B
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Xt
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Table 1 Comparison of clinical data, SCC, CYFRA21-1
and NSE levels between the two groups [n(%), (x+s) ]

LR fips Y
ik kD) gy ot P
ARG 57.27+8.55 58.92+8.67 0.851 0.397
Laill % 34(66.67) 18(56.25) 0.911 0.339
u© 17(33.33) 14(43.75)
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I PR 539 T 34 20(39.21) 12(37.50) 0.024 0.875
Vi 31(60.79) 20(62.50)
L1k 50k 28(54.90) 18(56.25) 0.014 0.904
thE /e 23(45.10) 14(43.75)
SCC(ng/mL) 6.08+1.38 9.26+2.67 7.136 <0.001
(C;;};ﬁﬁl'l 3.92+0.92 28.37+6.41 26.897 <0.001
NSE(ng/mL) 14.08+5.94 33.72+9.43 11.657 <0.001
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Table 2 Multiple factors affecting the curative effect of lung

cancer patients
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Table 3 Comparison of SCC, CYFRA21-1 and NSE levels

with different prognosis (x+s)

a1 i scc CYFRA21-1 NSE
(ng/mL) (ng/mL) (ng/mL)
s R4l 58 6.11+1.86  5.93+2.51 15.26+5.19
WRARA 25 9.25+3.47  28.05+6.48  33.46x10.73
t{E 5.356 22.506 10.442
P1E <0.001 <0.001 <0.001
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Table 4  Analysis of risk factors for poor prognosis in

patients with lung cancer
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Xof 958 28 S g T 7 A (R ) B, A A B8 R A A R
g o 222 W Y R R R AR B SR
S, W SCC.CYFRA21-1 K NSE 25 fifr 2 A 23 4
Z PG s W B — e ER

SCC &l I 1) g A s gy, J&— A AR 11, O
A )T 00 b g v 5[] B SCC 7K S i 175 i
T TE L AT A B S L R 1 B2 WS
SCC 7K -5 8 7 fo7 . il 783 440 A A 3% K 2 5 AH
K EAME SCHERRGE S sh S W SCC A B T
PEAR VA Y7 AR, G W - ARy ™, sCC ok
S I AR o AR B, — BRA
JRE VIR I, ARS8 1) SCC l 7E 72 /N P Tk
R 28 1E 0 5 AR o S DI BR S , SR 1 iz 4 Mg bt
JEK ST B T R (H 2B TR R . AR
BN AR G4 SCC K V-1 T4, HE&
Logistic [A] IS4 A4 43 B 750, Ho 55 il fig 7 & 2 A A
A, AR S SCC X T My v Ak HoA HEE L,
TE— E R BE b AT sz e il g Xof A7 i kR, HoK P
TREEWEITA . 40, SCC K] LT 4
P8 LR SR AR A, B A IR 5 A i —
Bt i), iR s L K s R 4 S ) SCC rf
LR TR BG4 . ARWRBIESY, BB SCC i n 4
Shy it 52 O B LI 1 I A

CYFRA21-1 7% B 2 3E /N0 b Jili 8 14 B e b s
Wy, HX AR N B s (4 S 2 W 9 R ) N
FIWr A BB = L, CYFRA21-1 K5 b 2k K
BB AR, A I B 0 I 2 B e Y
MG, U HIE . EAMNG A E a7 R

H1 CYFRA21-1 KPR 5P P U3 A B VI R
#1 CYFRA21-1 7KF N [, Ui AR A 250, 25 H R
b TV B E R AT T R AR
AR i W CYFRA21-1 K i3 T 22/ 301, Ui 1
CYFRA21 -1 % fifi 48 ¥ &%k 0 B A & 22 38
CYFRA21-1 V£ R —Fl g pr ki , FL5 ffig s vt T
g A K AR VR Y18 A Uk AR
B, M9 CYFRA21-1 /K1) WL TR o ASURBIFSE B
RGN KR40 CYFRA21-1 /K FHila R4, H
HOE R it £ 5 A R R a5 DR
F8—2" I CYFRA21-1 7] F T e s P4
NSE 1775 T #it £ 21 2R 28 P 53 Wb 4 21
FLAE &2 SRSl /N M il 98 | b 25 B 40
9o 45 i gea M T 523 NSE /KF |+, NSE Al fE
Sk LB A 2B 40 B R AR g 12 W 1 Al B ARG T st
oAb BT R G5 BT AH 56 0 1 e g8 2 0 R 07 1 10 R 1
Blo AN BFFEARAE NSE 2 =y BR A fili e i) 75U 79
W, FKF AR 5 A A 0 N R B — g Bk
F AE LA il 2 TS R R R R, AR
92 28 Logistic [71 98 43 11541, NSE 5 Jifi )7
WA S, BSR40 NSE /K Vi TS BAF4
NSE J2& 5% Wi fili i £ % TS A R A fa B R 2, i B
NSE 7 il 7 80 m B vEAk v 2 Boa 2R .
ZE |-, SCC .CYFRA21-1 % NSE 7K FAf , 5
A DL ARER PRI A FP IR Il 7 s & s RAF
PR it T ASORT LS PEAG P4 B AT E S

% ik

(1] ZEBE o, B R0L, sk 05, 45 . F 240 I A ;9 i il ZR e
DUAR Bk B0 38 7 v 06 30 1 /0 200 it i s #0948 5 ok o 7
CEA .CYFRA21-1 1 VEGF 7K - 5% Wi [T ]. 52 1 9 i 7%
i, 2021,36(8):1309-1312.

(2] Tk, MRt 2= . DURER GRS L 168 Je X i 01k /N
1M B 7 BB 7 8L L CYFRA21-1 7K - K2 KPS P43 1Y
[T G R SE RS PR A2, 2021,20(8) : 827-830.

(3] XA, Dbk . MibrEd GSTP1 .CYFRA21-1 J% SCC-Ag
XA /N i it g 4 TS AR AL LT ] b AR B A 2R
2020,30(14) : 42-46.

(4]  ZE&, Fade, R, 5. ZFM MR EDKTES 53E
/I 6 s 9 R i) 0 K R Y 9 RS SR B TUI B AH DG A S A
[T]. IR &, 2020,25(5) : 734-739.

(5]  #mi, T/AMVE B, % DRERAHIE S TP AT )7 S0
S St /N A AR A 98 R S TR A I O R I 3 PR
bRz sgmg (1], AR Y Bk g, 2021,21(11) :2174-
2178.

(F#%21057)



- 2102 - BT EWi SR T4 20224E12 0 45144 45128 T Mol Diagn Ther, December 2022, Vol. 14 No. 12

. a
.’I,/a 3 e

SNE PN B L HP J& 445 GAS . chemerin Al CHE [
K&

WAt B R

(8 ZE] B HWRRAEMRR(BD) B JLEA T TEAT 5 (HP) B 5 il 7 B W 2K (GAS) g i 4i
Jiti 9 (chemerin)  JHBE R (CHE) K P16 R . ik #EHL20194F 6 A £ 2020 4 12 A F8i L B AR
[ BEsti2 119 106 1] IBD L, #2485 HP BRGS0 730 B YL 4 22 1] 5 A R YL 20 8441, ELAC WAL IV GAS .
chemerin .CHE 7K°F-, 5% JH| Logistic [21J9 43 74 7347 1L % GAS . chemerin . CHE 7K-F- 5 IBD f& JL HP &%
MK FR R 22 TAERHE 2k (ROC) PFAl LR F845%T IBD ML HP IR S Wit . &R gl
3% GAS . chemerin 7K 35 5 T R JR YL 2H , CHE /KT B % T AR R4, 2% 39 e it 2% 75 L (P<
0.05) . Logistic [1l 34047 & 71 , M7 GAS .chemerin . CHE /K5 IBD i JL HP J&Ys HAT . 3% AH G 1 (P<
0.05) , GAS .chemerin ,CHE 127 IBD f& JL HP J& % (1) ROC [l AUC 43l 4 0.788 .0.857 ,0.917,, # B {5
43514 152.52 pg/mL ., 119.89 pg/L . 6233.64 U/L, 2 Wisk it K4 (P<0.05) . #518  1M75 GAS . chemerin
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Relationship between HP infection and GAS, chemerin and CHE in children with
inflammatory bowel disease

LIN Rende*, PENG Qiong, FENG Guangbin

(The Second Department of Pediatrics, The People ’ s Hospital of Yingshang, Yingshang, Anhui, China,
236200)

[ABSTRACT] Objective To explore the relationship between Helicobacter pylori (HP) infection and
levels of serum gastrin (GAS) , adipocytokine (chemerin) and cholinesterase (CHE) in children with
inflammatory bowel disease (IBD). Methods 106 children with IBD who were treated in the People’s Hospital
of Yingshang were selected between June 2019 and December 2020. According to the HP infection, the children
were divided into 22 cases in the infected group and 84 cases in the uninfected group. The levels of serum GAS,
chemerin and CHE were compared between the two groups. Logistic regression analysis model was used to
analyze the relationship between levels of serum GAS, chemerin and CHE and HP infection in children with
IBD, and receiver operating characteristic (ROC) curve was used to evaluate the diagnostic efficiency of the
above indicators on HP infection in children with IBD. Results The levels of serum GAS and chemerin in the
infected group were significantly higher than those in the uninfected group while the level of CHE was
significantly lower than that in the uninfected group (P<0.05). Logistic regression analysis showed that the
levels of serum GAS, chemerin and CHE were significantly correlated with HP infection in children with IBD
(P<0.05). The AUC values of ROC curves of the above indicators in the diagnosis of HP infection in children
with IBD were 0.788, 0.857 and 0.917, and the cut-off values were 152.52 pg/mL, 119.89 p.g/L and 6233.64 U/L

respectively, with good diagnostic efficiency (P<0.05). Conclusion The levels of serum GAS, chemerin and

KAeRA . ZEEHR A RFHZHARLA A (KI2017A473)
Ve 45 B AR E B LA 4, Lk 236200
*BAEVEH AR A=4E, E-mail : Linrd2000@163.com
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CHE have good efficiency in diagnosing HP infection in children with IBD, and can provide a reference for the

diagnosis of HP infection in children with IBD.

[KEY WORDS] Inflammatory bowel disease; Helicobacter pylori; Gastrin; Adipocytokine; Cholinesterase
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TAE—EMERE , WK (gastrin, GAS) | fig 1 41 i 5]
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1 #RE5AHE

11—k

FEHL 2019 4F 6 H 2 2020 4F 12 H 8] T8 I 5
N R EBEREZ 1 106 ] IBD B ILIG KGR, MR 38 8
JL HP JEYLFE 0 M R 22 1915 AR R YL 2 84191,
NARE : O A LA A CRIE 9 2 W R
IGYT ) T IBD AHDCIZWRIE " Q34432 AR bt
FEITVS I AR AR R s QIR YL 248 14C JREFFR
IR A AN HP 2 . HERRARiE : O/ I SRR
PSSR s QAR S 5 R T RE R AT &
O IRGEBHRAEA T . B 22 8 E T, 5
13 6], 22 o {9l , - 4E S (7.32+2.10) %, I 16 51
JEM R RN s 14, TS Bl 6 191, TS B 2 6
HIEYLL 84 BB, 55 48 4], 4 36 19, I AE I
(7.23£2.18) % BT Sl B R TG 3l 56 1], LT

gl 22 5], FEREVE BN 6 B PRALPES] AEES BT Bh
I3 25 R TC g2 5 L (P>0.05) , B Al Ik
ARG IR NRIRIEARUE , LB R R B2
Lot AT LI A B g Rl .
1.2 Jrik

W 4E IBD i LVE = 25 HE A s ik i 3 mL, 28
3 000 r/min &5 .0> 10 min, .04 10 cm, 205 [
W, BT —60C & K, SR WG 5K F 758 W Bt 52 56 1%
(enzyme linked immunosorbent assay , ELISA ) X IfiL
15 GAS . chemerin /K F-#F47M5E , R 4 H 8h 4= 1k
AR FEAH AR G (vl W I A= My b AT BR A |
%2 I 7 CHE /K-,
1.3 Gk

K FH SPSS 21.0 Ge it #4443 B it , 1 5k
F (x+5) 27w, SRS BEAS ¢ K6 B0 iHE AT 4L 10] L%
HHEPEPEAS SR Logistic [71 U5 40 A 7Y | 12 W73k fig
43 HT R ROC M4k, I 2 i 26 T 15 B (AUC) I
BRWHE, DL P<0.05 A ZEREA G2 X,

2 #R

2.1 PI4LILTE GAS .chemerin ,CHE /KF- LU #%

JB YL 20 1M 7 GAS . chemerin /K- . & 5 TR
YL, CHE /K 0 5 AR T AR LA, 4 1a] e 22
SRS EREL(P<0.05) . WKL,

F1 THME GAS.chemerin,CHE 7K F L3 (v +s)
Table 1 Comparison of levels of serum GAS, chemerin and

CHE between the two groups (x+s)
2151 n  GAS(pg/mL) chemerin(pg/L)  CHE(U/L)

YL 22 157.29+27.39  129.86210.36 4 851.29+824.62
REYLZH 84 1303621542  114.36x10.56 7 065.95+1 429.67
1 6.086 6.152 6.953
PiE <0.001 <0.001 <0.001

2.2 [fi.{# GAS.chemerin,CHE /K ¥ 5 IBD & JL
HP 2% 4 A0 S 23 A

Logistic [0 1343 81 & 7% , Il 7 GAS . chemerin .
CHE 7K V- 5 IBD 2 )L HP J& J B4 5 2 AH %k
(P<0.05), WLFE2,
2.3 il GAS .chemerin ,CHE 7K~F-i2 i IBD )L
HP &L 3L RE 53 AT

1% GAS . chemerin . CHE 7K -2 W7 IBD £ JL
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%2 I GAS.chemerin,CHE 7k £ 5 IBD £ JL HP Bt
HYAE KM S
Table 2 Correlation between levels of serum GAS,
chemerin and CHE and HP infection in children with IBD

Bty BIE SE{  Wald y{i P{i  ORfH
GAS 0.247 0.047 27618  <0.001  1.280
chemerin  0.222 0.053 17545  <0.001  1.248
CHE 0.199 0.047 17.927  <0.001  1.220

HP J& Yt ) ROC i1 £k AUC 43 5l 2~ 0.788.0.857 .,

0.917, # Wi {E 43 % 4 152.52 pg/mL. 119.89 pg/L.

6233.64 U/L, IZWisiBE R4 (P<0.05) . WL 3 El 1,
R3 ROCHZSH

Table 3 ROC curve parameters

BURKL  FrR

i&kr  AUC 95% CI (%) (%) RN

GAS 0.788"  0.698-0.861 91.67 63.64  152.52 pg/mL
chemerin 0.857" 0.775-0.917 73.81 86.36  119.89 pg/L

CHE 0917 0.847-0.962 77.38  100.00 6233.64 U/L

W 5SFLMILL,"P<0.05,

100

80 GAS
il cgenerub
60 CGE

100-fi)

40
20

0 20 40 60 80 100
10045 5 1%

B 1 [i% GAS.chemerin,CHE 7k 12 IBD £ JL HP
B ROC B 2%

Figure 1 ROC curves of levels of serum GAS, chemerin
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Correlation between blood glucose control and carotid plaque, bone mineral density in
type 2 diabetes patients of different sexes

XIE Cuihua, XIE Huigin, SUN Yan, JIANG Yan, CHEN Wenjuan*

(Department of Laboratory Medicine, Rugao Hospital of Traditional Chinese Medicine, Rugao, Jiangsu,
China, 226500)

[ABSTRACT] Objective To investigate the correlation between blood glucose control and bone min-
eral density (BMD) in patients with type 2 diabetes of different genders. Methods A total of 158 patients
with type 2 diabetes mellitus in Rugao Hospital of Traditional Chinese Medicine, Jiangsu Province from Janu-
ary 2019 to March 2022 were selected as the research subjects. HbAlc, BMD and carotid plaque stability of all
patients were measured by glycosylated hemoglobin analyzer, quantitative CT (QCT) and carotid ultrasound.
According to the blood glucose control of patients, they were divided into two groups: good blood glucose

control group (HbAlc value <7.5%) and poor blood glucose control group (HbAlc value >7.5%). Age, BMI,
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course of disease, BMD, FPG, 25 (OH) D of patients of different genders were compared, Spearmen was
used to analyze the correlation between blood glucose control and BMD, 25(OH) D, carotid plaque stability in
type 2 diabetes patients of different sexes. The poor blood glucose control group was further divided into long-
term poor blood glucose control group and short-term poor blood glucose control group according to the time of
poor blood glucose control, and the relationship between the rise time of HbAlc value and BMD was explored.
Results There was no significant difference in age, course of disease and BMI between the two groups of
patients with type 2 diabetes of different genders (=1.354.1.472,1.454, P>0.05). Compared with the group
with good blood glucose control, the levels of 25 (OH) D and BMD in males and females of the group with
poor blood glucose control were significantly lower, with statistically significant differences (f,..=2.254, 7.026,
fremaes =2.849, 5.610, P<0.05). In the good blood glucose control group and the bad group, the number of men
with stable carotid plaque was less than that of women, and the difference was statistically significant( *=6.122
3.902, P<0.05). The results of Spearmen’s correlation analysis showed that blood glucose control in type 2 dia-
betic males was negatively correlated with BMD and serum 25(OH)D (r=-0.411, —0.359, both P<0.05), and
positively correlated with the stability of carotid atherosclerotic plaque (r=1.344,, P<0.05) ; serum 25(OH)D
was negatively correlated (r=—0.413, —0.361, P<0.05), and positively correlated with the stability of carotid
atherosclerotic plaque (r=1.258, P<0.05). Compared with the same sex in the control group of short-term poor
blood glucose, the levels of 25 (OH) D and BMD in the control group of long-term poor blood glucose were
significantly lower in men and women, and the level of HbAlc was higher, with statistically significant differ-
ences (fuue=3.137. 5.692. 4.621, temie=2.255. 5.805. 2.364, P<0.05). Conclusion Blood glucose control in
patients with type 2 diabetes of different genders is closely related to BMD and 25 (OH) d levels ,BMD and
carotid plaque stability gradually decreases with the prolongation of uncontrolled blood glucose. Strict control of
blood glucose in the early stage can improve bone metabolism and reduce the risk of atherosclerosis.

[KEY WORDS] Type 2 diabetes; Blood sugar control ; Bone mineral density ; Carotid artery stenosis
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F1 AEMER 2 BIERFEE —MATRILE [ (x25),n(%) ]
Table 1 Comparison of general data of patients with type 2
diabetes of different genders [ (x+s),n(%) ]
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Table 2 Comparison of general data, HbAlc, BMD and 25(OH)D in patients with type 2 diabetes of different genders between
two groups [ (xzs),n(%) ]

2H 5 431 R () FFE(4E)  BMI(kg/m®*)  25(OH)D(nmol/L) BMD(g/m?)  BEBefaE (f4))
M BT 4 (n=83) % (n=44) 61512687 3.39x1.54  22.73+4.98 31.2549.14 1.24+0.22 21(47.73)
4 (n=39) 59.49+6.68 3.83x1.12 21.18+4.69 23.87+7.71 1.13+0.24 29(74.35)
iy i 1.354 1.472 1.454 3.948 2.178 6.122
Pl 0.179 0.145 0.150 <0.001 0.032 0.013
MAEERIARA (n=75) B (n=40) 64.59+6.37 3.59+1.26  24.63+4.81 26.95+8.26° 0.93+0.18" 16(40.00)
47 (n=35) 63.68£6.54 3.83x1.67  23.65x4.42 18.91£7.21° 0.8420.20° 22(62.86)
il {H 0.610 0.708 0.914 4.460 2.051 3.902
PiH 0.544 0.481 0.364 <0.001 0.044 0.048

5 R A2 TR AR, *P<0.05,



BRI SR 4 20224612 7 #5144 451241 J Mol Diagn Ther, December 2022, Vol. 14 No. 12 - 2109 -
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Table 3 Correlation of blood glucose control with BMD and
25(OH)D in patients with type 2 diabetes of different genders
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Table 4 Comparison of HbAlc, BMD and 25 (OH) D in
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control
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[# Z] B B0 4 20 o) RNA-129-5p (MiR-129-5p ) 1 35 35 728 4k M I R 2 o
FiE BEB20144F 1 A F 2017 4F 1 A ARBEGARY 50 1Al B8 2 (IR A1) , 1 30 44 fil i (fat X 1
H). BT N T RNA, i ] QiagenValenicaCA ¥ RNA /%554 cDNA, i QSystem(Qiagen)
#EAT % i PCR(qPCR) o 43 HT MiR-129-5p 2 ik 75 £k 15 il Jig 98 A8 35 I R s B REAIE 119 OC 3% 5 X A8 37 B 1
54, /BT MiR-129-5p kAR (b 5 B EH A fF UG 0 E R o #7 ZiR#F BAEFRRE (ROC) I 28, Xt /)
RNA-129-5p 2 Wil IR A TITAG . Z6R  SAEEET IRAL HL&L, il iR M35 Hh MiR-120-5p AHXT ik i
I8, ZFA 5005 L (1=48.215, P<0.001) . MiR-129-5p &35 5 il i A (L RE B bk L4556 78 b FEF% |
R (>60 5 5<60 %) [ TNM 4381 JRIETRE 32524 K T2 1k (EGFR ) RE R 28487 & (P 14<0.05) , 51
HHER AR A R RN TEOE (P>0.05) o LA AR I8 MiR-129-5p ik 1) (6 50k SEE , 1 il i
oy R ARFRIEAL . MIR-129-5p i ik 4l 5 4F SR 7% 5 T MiR-120-5p IR A 41, 2 R A G2 X
(£=23.765, P<0.05) , i1t 2 ROC {1k MiR-129-5p 12 i i fi 6 B SO R 65.6% , 45 2P 75.0% ,
AUC H0.751 (P<0.05), I #4184 0.452,95% CI 3 0.613~0.887. Z5i&  MiilisHg! rh MiR-129-5p fik35k, Higk
SRS 55 i i A R B U A5 5 5 LI MIR-129-5p ] FAE i B R a2 I AN U (9B E A= b

[XER] Wi s U RNA-129-5p; 128 A 474

Expression of MiR-129-5p in lung adenocarcinoma and its clinical significance

ZHANG Jianhai*, WANG Wei, WANG Qian, XU Jialun, GAO Na

(Pathology Department, Beijing Daxing District Hospital of Integrated Chinese and Western Medicine,
Beijing,, China, 100076)

[ABSTRACT] Objective To investigate the expression of microrna-129-5p (MiR-129-5p) in lung
adenocarcinoma and its clinical significance. Methods 80 patients treated in our hospital from January 2014 to
January 2017 were divided into 30 healthy control subjects and 50 patients with lung adenocarcinoma. RNA was
extracted from the sera of all subjects. RNA was reverse transcribed into cDNA using Qiagenvalenicaca.
Quantitative PCR (qPCR) was performed using Qsystem (Qiagen). The relationship between the expression
changes of MiR-129-5p and the clinicopathological features of patients with lung adenocarcinoma was analyzed ;
the patients were followed up for 5 years, and the relationship between the changes of MiR-129-5p expression
and the survival and prognosis of patients was analyzed. Receiver operating characteristic (ROC) curve was
established to evaluate the efficiency of microRNA-129-5p in the diagnosis of lung adenocarcinoma. Results
Compared with the healthy control group, the relative expression of MiR - 129 - 5p in serum of lung
adenocarcinoma was low (=48.215, P<0.001). The expression of MiR - 129-5p was related to the degree of
differentiation, lymph node metastasis, distant metastasis, age (> 60 years and < 60 years) , TNM stage, depth
of invasion and epidermal growth factor receptor (EGFR) gene mutation of lung adenocarcinoma (P<0.05). It

was not related to gender, smoking and tumor size (P>0.05). Based on the median expression of MiR-129-5p in

AERA PEPEHFR Y ES—F—2%"5%+ TR B (GH2017-04-04)
M ln, bR T AR P B E L&A ERBEA, LR 100076
*BAFAEH kA, E-mail zhangjhbj_doctor@163.com
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serum of lung adenocarcinoma , lung adenocarcinoma was divided into high and low expression groups. The

5-year overall survival rate of the MiR-129-5p high expression group was higher than that of the MiR-129-5p low

expression group ( ¥°’=23.765, P<0.05). By plotting ROC curve, the sensitivity of MiR-129-5p in the diagnosis
of lung adenocarcinoma was 65.6% , the specificity was 75.0% , AUC=0.751, P=0.002<0.05, the critical value

was 0.452, and 95% CI: 0.613~0.887. Conclusion

The expression of MiR - 129 - 5p was low in lung

adenocarcinoma, and its expression changes were related to the occurrence, development and prognosis of lung

adenocarcinoma; Serum MiR-129-5p can be used as a potential biomarker for the diagnosis and prognosis of

lung adenocarcinoma.

[KEY WORDS] Lung adenocarcinoma; Microrna-129-5p ; Diagnosis ; Survival rate
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Figure 2 K-M analysis of 5-year survival rate of patients
with high and low expression of MiR-129-5p in lung

adenocarcinoma
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Figure 2 The ROC curve of MiR-129-5p
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Table 2  Analysis of prognostic risk factors in patients with lung adenocarcinoma
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i R oAb AR 6.035 3.032~12.011 0.000 3.076 1.414~0.294 0.005
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i ADA . ANA . $T CCP il SRR LTI REIT
BRI R BRI A M:

mAF LE FEE

(# ZE] BH HEMERATBER (ADA) PUEPUA(ANA) IR NE TR K (CCP) B ik 525K
BT R (RA)EIFE R R(OA) TS MM, FiE YL 2020 41 A % 2021 4F 6 J 5 2 2 B o
— B IR B B KR S BHIGA 1 RA A 91 OA8S il i3 AR TS 45 5 0 W Bl [ 441 (RF<16.294 TU/mL,
n=78)L M5 A B4 (RF=16.294 TU/mL, n=10) , L4589 4 8] (9 1 PR 55 A6k A B i ¥ ADA 2835 7K LU I
ANA FIHt CCP HLAR I BH 42 s R H spearman 38775 7387 45 4 - 37 135 ADA L ANA Bt CCP HiiAk 528 K3
KA RA T L RIS A B AYFI I ; R FH 2 K 2 Logistic [F1IH 5047 RA 45 OA HilJ5 A KL N £,
I 230G TAE(ROC) 2 KT 5% ADA ANA $7T CCP HUARXT R KB R A I H X W R BUF A K
BT E . R HUS R A4S TG A R 4RI ADA (ANA Bt CCP HiiA/K - i 22 7 A Gii 24
X (1=2.374, ¥’=4.412,5.533, P<0.05) ; % Spearman AH /34T , (35 (9 1l ¥ ADA . ANA 4T CCP HiiiA /K5
ERIB TR B I LT RIUG A B2 IEAH I (P<0.05) ; Logistic [ 40745 4 s, L7 ADA L ANA 37
CCP Bl RA A9 OA A TG A L 1957 16 6 I 3 (P<0.05) . ROC T2 /45 S 7R, L7 ADA
ANA 7T CCP HL A Lh B 3845 6 I 15100 268 XU OG5 R 5 91 DC T RIS AS R i 26 R i £ 43 51 8 0.791
0.826,0.841.,0.911, £5i& IiL7 ADA . ANA HT CCP HUiR = & BG4 ki Fim 28 KB 1 R A I B LT R
TG AN R A T (E 2 i , T AR 2 UG 845 1B DT 4R A8 38 T T J 485 Jm S AR B AR
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Correlation between serum ADA, ANA and anti - CCP antibodies and prognosis of
rheumatoid arthritis complicated with osteoarthritis

WEI Zhujie, WANG Tao, LI Zhijun*

(Department of Rheumatology and Immunology, The First Affiliated Hospital of Bengbu Medical College,
Bengbu, Anhui, China, 233400)

[ABSTRACT] Objective To explore the correlation between serum adenosine deaminase (ADA) ,
antinuclear antibody (ANA ), anticyclic citrullinated peptide (CCP) antibody and the prognosis of rheumatoid
arthritis (RA) complicated with osteoarthritis (OA ). Methods A total of 88 patients with RA complicated by
OA who were admitted to the Department of Rheumatology and Immunology, The First Affiliated Hospital of
Bengbu Medical College from January 2020 to June 2021 were collected. According to the prognosis, they
were divided into a good prognosis group (n=78) and a poor prognosis group (n=10), the clinical data, se-
rum ADA expression levels, and the positive rates of ANA and anti-CCP antibodies were compared between
the two groups. Spearman analysis was used to analyze the correlation between serum ADA, ANA, anti-CCP
antibody and poor prognosis of rheumatoid arthritis combined with osteoarthritis in patients in each group ; mul-
tivariate Logistic regression was used to analyze the influencing factors of poor prognosis of RA combined with

OA, and the subjects were plotted The receiver operating characteristic (ROC) curve was used to judge the
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predictive value of serum ADA, ANA, and anti-CCP antibody on the poor prognosis of rheumatoid arthritis
combined with osteoarthritis. Results There were significant differences in serum ADA, ANA and anti-CCP
antibody levels between the good prognosis group and the poor prognosis group (t=2.374, x'=4.412, 5.533,
P<0.05). The levels of ANA and anti-CCP antibodies were positively correlated with the poor prognosis of
rheumatoid arthritis combined with osteoarthritis (P<0.05). Logistic regression analysis showed that serum
ADA, ANA and anti- CCP antibodies were independent risk factors for poor prognosis in patients with RA
combined with OA. (P<0.05). The results of ROC curve analysis showed that the areas under the curve of se-
rum ADA, ANA, anti-CCP antibodies and combined detection for predicting poor prognosis of rheumatoid ar-
thritis combined with OA were 0.791, 0.826, 0.841, and 0.911, respectively. Conclusion The combined de-
tection of serum ADA, ANA and anti-CCP antibody has a high predictive value in predicting the poor progno-

sis of rheumatoid arthritis combined with osteoarthritis, and can provide a theoretical basis for predicting the

prognosis of patients with rheumatoid arthritis combined with osteoarthritis.

[KEY WORDS ]

tide ; Rheumatoid arthritis ; Osteoarthritis
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F&— B DR AR BH L DL AR M v FBE 8 o 2 ) 08 M
15 RARIE R 30~50 % AR A G iR RA Y
FE R IK 39% , AR TR BUI X B T4 /N G
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ARFEEXCTEIEERDREEL, BT R
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o, U HORAER BT TG S5, B R K
I EEESE . OA B 5 RA S I &AE, &% R
PRI Y T R A5 e AR T o, DR O
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WA R E N, BATE NI
RA & 3F OA 3 Ml J5 AN B Y FU 48 45 19 A SCF
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FH T A% IR A Ik 2 v i — Fh O B 1 Tl
REE A 17 G RGN LT L DL B 4 928 4 it 1y
T, AR ARG R B2 Zi8 T RA LI OA
HIZ W, (X B TR A R BF5E 20 Ptk
P& (Antinuclear antibody , ANA )72 8 10 25 # % i,
TEIPUIAR, TIZ AR T ITE B RA FR 3 HL
RIAT B0 R SR ™ . BRIV R K (Anti-cy-
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PI1gG RN F TR, 1 RA B B9 B Ik E 408 5
AT S B PR LR S MR =, BEABAE A2 B RA
MIHE bR, 76 RA F IR I o WA BT 53 38 3k XoF
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P ASE N A A AT X = A UL YR 2 78 B X RA & 9 OA
BE UG A R AAHCHE, IFPEAG I ADA (ANA |
P CCP HL X RA G I OA 34 Tl 5 A K 1) Tt

Serum adenosine deaminase; Anti-nuclear antibody; Anti-cyclic citrullinated pep-

frfE. BAREIT
1 ARSI

11—k

VEHL 2020 4F 1 H & 2021 4F 6 H ff 5 2 22 B 4
— it IR = B AR G 28 BHISCTR 1) 88 ) RA A 3 OA
B IR R IS 45 i B oy o i R4
(RF<16.294 1U/mL, n=78) fil il J5 I K 4] (RF=
16.294 TU/mL,n=10) . 4 AbrifE : OFF A 3 E KR
¥ 2% 2> (American College of Rheumatology , ACR) |
RN BT R S 16 2 (European League Against Rheu-
matism, EULAR ) 2009 4E & 1T 1) RA 73 JS R "
QFF A CH T RIZITHR R (2018 4-/R) ) Hh A A ¢
LWk ; @IF AT ET 3 4> A R IR S e i i 2k
9L R DI IR R 8% s B R 5 Y 2 B
A . HEBRARE : OB IHA M R LI s
PEBR A s QB H IR & ORE i w A&
IEHEINATRE 1% ; @i ZLIAS AR IR ; © & ) HiAli2
Wi BHER I 25 4R 20800 . AR L RUR I B2
Bt 55— B EE Be B A AR B D 2 v Atk it
1.2 FHiE

TR e 2 R AR LR DK M 5 mL, R
T B AHLLL 3 000 o/min (Y FE, B0 4S8 em,
B0 6 min, 43 E L2 M S B T -20CHI 5
R R o SR A A S AE AU P (LS.
S T180 WY TG e R BUR A MR A IRA A
e HE BRI K I ADA 7K 2% 4 H sh A1k &
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ANA 7 Ay 1 ] WK S A ) TR A BR S Rl R 1
Pt CCP LA Byl & i 56 RS 2 ml B2 iy .
1.3 s

D HLE ML ADA 7K ANA BHE: 5 FlHi CCP
PR B R AEAS R R i 25 57, Hor ANA 2
25 B ANA T EE=1:100 S BHAE ; CCP il 5 45 5
IR FEEF 5 UmL N HPET . QTG A R4
T B4 2H 9 1L 75 ADA 7K F-  ANA B 22 Fidit
CCP LA BH 1 3 DL K 8 19 I IR 9 8} s B3 Hr s
M RA 551 OA FF TG AN KA fa 6 2 I I8
1ML ADA \ANA .3t CCP HL{R Tl RA & I OA
FHWEA KB
1.4 G5k

K1 SPSS 21.0 A AT G 1140 Bt , T3 Wk}
DL (x+s) s, LR e K56 s B0 RH A n(% )
PR, R K5 5 >Rk H £ JT Logistic [M1H 73-#7 43
HrEZm RA 5 JF OA BRE TR AN RIER &K, I
K ROC M8 340 18 1L 7% ADA L ANA $it CCP HipfA
XF RA 49 OA |5 TilJa A B B AR E , LA P<
0.05 N EFAGIFE L.

2 HFR

2.1 50 RA &1 OA BE UG A BB 2 4007
A R AR e . ADA 7K ANA [H
PEFE BT CCP HUR B MR TS RAF4, 22 5%
A GRS (P<0.05) ;s FEAL P AR S 5 450
2R TLGIE L(P>0.05), LK1,
®1 FMRARIIOABETMEARMWBEENN
[n(%), (x+s5)]

Table 1 Univariate analysis of poor prognosis in patients
with RA and OA [n(%), (x+s) ]

TR ARA WS R4
W (n=10)  (n=7g) AN PMH
() 59.12+4.77  55.62+5.07 2.068 0.042
el L) 4(40.00)  11(14.10) 9579 0.100
& 6(60.00)  67(85.90)
PR HEF (kg/m?) 24.07+3.36  24.21%3.42 0.122 0.903
AR (4F) 2.02+0.61  1.56+0.58  2.348 0.021
ADA(U/L) 32.17+8.94  26.28+8.48 2.056 0.043
ANA FHPE  8(80.00)  32(41.03)
BItE 2(20.00)  46(58.97) 39720046
¥1 CCP ¥k FHPE  8(80.00)  36(46.15)
BAPE  2(20.00)  42(53.85) 062 0.044

2.2 [filj5 ADA  ANA . Jii CCP ii{k 5 RA &I OA
BB TS AS B AR T 4B
2% Spearman A 5C 531, 83 B9 1L s ADA 7K F-

5 RA & IF OA A TG A K A2 1E A 5E (r=0.425,
P<0.05) , 5 1Y ANA FHYER 5 RA 571 OA &
i 5 A B5 IE A 56 (r=0.464, P<0.05) , & 141
CCP HiiAFHM R 5 RA A OA ATl 5 A R 2
IEA (r=0.502, P<0.05) .
23 WIHRAAITOABEWEARMEHE
Logistic [71JH 5347

LI RA & JF OA B H & & W5 A Ry AR &
(=0, 2&=1), LA 5 FE | I 7E ADA K- |
ANA 7K (FAE=0, BAE=1) . FT CCP ik K (FH
=0, FHME=1)/EN A 28 & 2 1% £ & Logistic
[ 05 53 #7 o Logistic [81 15 43 87 45 2 W7, 9% F2
AR LI WE ADA | ANA BT CCP LK H RA & JF
OA B34 Wl J5 AN K 1) 4 57 52 i P 2 (P<0.05) .
k2,

&2 RAARHOAEBEWREARKEERE Logistic 35347
Table 2 Multivariate logistic regression analysis of poor

prognosis in patients with RA and OA
it B SE{i Wald OR{H

95% CI P{H

st 1.407 0.569 6.115 4.084 1.339~12.456 0.013
ER 0917 0.454 4.080 2.502 1.028~6.091 0.043
ADA 1.233 0494 6.230 3.432 1.303~9.036 0.013
ANA 1.401 0.678 4.270 4.059 1.075~15.331 0.039

P CCPHUA  0.957 0.326 8.618 2.604 1.374~4.933 0.003

2.4 |fil ADA \ANA $T CCP #iiiA%f RA & Jf OA
B TG AS KA B0 AN (B

224l M3 ADA \ANA . $t CCP HTiR T RA &
Jf OA & T 5 A KL% ROC £k, ROC fh£k 7 #r
7R, ML ADA \ANA 3t CCP Hiik LI M = H A
T 1 i A B3 A AUC 24 0.791.,0.826,0.841
0.911, H X b 1Y 24 % R FH 0.417.0.592.,0.626 .
0.821, HEA T A9 4 {8 /= T I3 ADA L ANA $iL
CCP HiL ik 5t X RA & JF OA B3 Tl J5 A LY il
MAE. W3 . E 1,

&3 I ADAANA L CCP HUi I R BX & 4 I 3o
RA &3 OA BEHE A R TMME
Table 3 The predictive value of serum ADA, ANA, CCP
and combined detection for poor prognosis in patients with

RA and OA

2%

LD WRFHE ey U FESFIE AUC
ADA(U/L) 16347 0417 0.625 0.792 0.791 0.721~0.835

95% CI

ANA 0.592 0.789  0.804 0.826 0.754~0.901
PLCCPHUlA 4125 0.626 0.825 0.801 0.841 0.799~0.921
s el 0.821 0.922 0.899 0.911 0.887~0.994
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(¥ E] BRI SN (CKD) B3 22 A B0 3 R R 2, oI G i R & Sy desss B 1
MBS FiE R EEPEGF ST 05 %, HEE 2017 4E 1 H & 2021 4E 6 H 7EHR M 48 JLA R B et

BEIRYT Y 305 491 CKD W B EMENBEIT X4, AR BRI ARG B/ NERUE 1L 2R (eGFR) i#E 474341, W4
N3 B 1 — FRORE B IR S 56 AR AR IR HEA T BT 0T, IR 4 CKD 583 37 1 1) JBUG S8 S I R A, 4
Wik g kAR S IR, &8 23 305 0] B E 9 A IS, 4R34 (67.05+13.05) %
CKD3 #H4H .CKD4 #i4l .CKD5 #4H /% M1 2 [ (Hb) W JE B2 A Go it 2438 L (P<0.05) o X1 A
HR Y 72.46% , Horh 8 2 FE (51.13% ) M E (45.25% ) %20 5 A IE 40 IE (R MRS 1k 3 (62.44% ) o
CKD3 14 .CKD4 #7141 . CKD5 41 H 5 10 #5 il ARs R b i 22 i BoA G2 B L ('=37.11, P<0.05) .
HZEH75 H Hb 5 eGFR Z [A] [ & R 38 : Hb (/L) =77.6+0.85%eGFR (mL/min/1.73 m*) . K% CKD [yt
J& , B M LEF (Ser) JRZ A (BUN) (B2 SR & 11 HUARSZ IR E (PTH) (i (P) 2 TH = a3, Al 55 5 /1
BkiEiT 2 (eGFR) . 12 1 (ALb) X 55 (Ca) H ¥ = PR TR E i 22 54 g1t 8 L (P<0.05) . 7%
141 BMI .eGFR ,Ca , Alb  H ¥l =g . & JIH [ 5 5 FHE S04, 17 BUN ,Scr . B-2 R H P .PTH . Z1. 41 fifd
e R (EPO) B TARFX LA, 24 RAEAE G247 L (P<0.05) . B[R 2 logistic [71 14275 eGFR .Ca P,
FE M H M =R A CKD 35 7 I 5 B8 R 2 (P<0.05) , £ K £ logistic [P JH 3278 eGFR A [ 2E 11 IiL4E 2
CKD 3% & 4= 45 ML 1l ~7 fE B P 2% (OR=5.13 .2.48, P<0.05) . #5if CKD B4 it 2400, A% &)
REAE RS, 20004 A R e ™ S AR B T
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Single-center cross-sectional survey of stage 3-5 anemia status of chronic kidney disease
in the Ninth People’s Hospital of Suzhou City

LI Ye, MA Chunyuan, XU Yan*

(Department of Nephrology , Suzhou Ninth People’s Hospital, Suzhou, Jiangsu, China, 215200)

[ABSTRACT] Objective To investigate the prevalence and characteristics of anemia in patients with
chronic kidney disease (CKD) , analyze the risk factors, and provide a reference for improving renal anemia.
Methods Using a retrospective study method, 305 patients with CKD in Suzhou Ninth People’s Hospital from
January 2017 to June 2021 were selected as the research objects. The selected patients were grouped according to
the estimated glomerular filtration rate (eGFR ), the general information and clinical laboratory indicators of the
selected patients were collected and statistically analyzed, the prevalence and clinical characteristics of anemia in
CKD patients were investigated, and the incidence of anemia in these patients was analyzed risk factors for
anemia. Results A total of 305 patients were included in the study , with a mean age of (67.05 x 13.05) years
old. The hemoglobin (Hb) concentrations in stage CKD3 group, stage CKD4 group and stage CKD5 group, the
difference was statistically significant among the three groups (P<0.05). The total detection rate of anemia was

72.46% , mainly mild (51.13% ) and moderate (45.25% ) anemia, and normocytic normochromic anemia was
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the main one (62.44% ). The prevalence of anemia in stage CKD3 group, stage CKD4 group and stage CKD5
group the difference was statistically significant (x*= 37.11, P<0.05). The relationship between Hb and eGFR
was obtained by linear regression: Hb (g/L) = 77.6+0.85 X eGFR (mL/min/1.73 m®). With the progression of
CKD, serum creatinine (Scr) , blood urea nitrogen (BUN) , B-2 microglobulin, parathyroid hormone (PTH)
and phosphorus (P) showed an increasing trend, while the estimated glomerular filtration rate (eGFR) ,
albumin (ALb) , calcium (Ca) and triglyceride showed a downward trend, and the difference was statistically
significant (P<0.05). BMI, eGFR, Ca, Alb, triglycerides, and total cholesterol in anemia group were higher
than those in the non-anaemic group, while BUN, Scr, B-2 microglobulin, P, PTH and erythropoietin (EPO )
were lower than those in the non - anemia group, and the difference was statistically significant (P<0.05).

Multivariate logistic regression indicated that eGFR and hypoalbuminemia were independent risk factors for

anemia in CKD patients (P<0.05). Conclusion

CKD patients are often complicated by anemia, and the

incidence and severity of anemia increase with the progress of renal function.
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1 138 451(45.25%)  FHIFH#(67.05£13.05) % .

A5 LB I — TR R JRUR R DL WL AR 1.
F1 BHEBREN—MAMRELFBER [(x5),n(%) ]
Table 1 General information and primary disease of patients

in each group [ (x+s),n(%) ]

I b Sl b S pe O P
W) 66.84+9.84 67.81x14.57 66.52+13.83 028 0.76
HWR(BL) 46/42 69/35 52/61 9.34 <0.01

BMI 24.18+3.57 23.61£3.97 22.93%+3.25' 2.09 0.05
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BEIRIRG'E W 30(34.09)  42(40.38)  40(35.40)
EMEER 14(1591) 18(17.32) 14(12.39)  3.67 0.96
WEHEE R 5(5.68) 4(3.85) 6(5.31)
IIKESS 2(2.27) 3(2.88) 4(3.54)

EZ 35 1(1.14) 2(1.92) 3(2.65)

1 :a iy CKD 3 WLk, P<0.05,
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Figure 1 Classification of anemia severity of CKD patients
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Figure 2 Morphological analysis of red blood cells in CKD

anemia patients
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x2 BHEBERMEBRERIERAOLEE (vs)
Table 2 Comparison of anemia and related indicators among groups (x =s)
Iy CKD 3 ] (n=88) CKD 4 1 (n=104) CKD 5 4] (n=113) FiH P
R 26.84+15.9 27.43%17.38 27.84217.52 0.09 0.92
BN 175[101,301 ] 195.5[108,314.5 ] 169.9[88.2,313.6]" 0.34 <0.01
42 B12 301.82+129.03 370.81+234.68 368.68+222.45" 3.49 0.03
EPO 12[9.7,17.3] 11.17[6.9,18.67] 11.7[7.8,20.9] 0.35 0.82
RBC 3.7220.71 3.18+0.66" 2.85+0.57" 1.57 <0.01
Hb 114.57+19.95 96.16219.62" 85.76215.77" 61.20 <0.01
HCT 33.77+6.4 29.03+5.95° 25.85+4.91% 47.30 <0.01
MCV 91.18+5.68 91.50+5.63 91.03+5.46 0.14 0.82
MCH 30.42+2.11 30.17£1.95 30.24:1.89 0.42 0.66
MCHC 332.81213.78 328.67+13.82 330.93215.82 1.94 0.15

.5 CKD 3 i Fb#:, “P<0.05; 5 CKD 4 ] 142, "P<0.05,

R3 B[EABFHMXEERROLE (v25)

Table 3 Comparison of other laboratory indexes of patients in each group (x +s)

il CKD 3 11 (n=88) CKD 4 #(n=104) CKD 5 ] (n=113) FIZ{H P1H
W 455 & 144.14+21.58 146.15+23.18 150.78+24.01 2.25 0.11
&k 81.85+13.59 78.11+12.88 80.81+13.91 1.35 0.13

eGFR 43.05+8.71 21.88+4.17" 0.7+2.73% 907.22 <0.01

Scr 140.69+31.94 259.61+55.72" 526.35+206.53" 233.37 <0.01

BUN 10.62+4.66 15.46+6.02° 23.59+7.71" 107.31 <0.01

B2 Bk EH 5.83+3.54 0.38+3.54" 18.74+9.26" 115.73 <0.01
SRR 451.67+117.46 462.75+114.82 491.2+114.59" 3.22 0.04

Ca 2.17+0.19 2.11+0.24 2.02+0.25° 0.97 <0.01

P 1.18+0.22 1.240.27 1.51+0.41 36.42 <0.01

PTH 83.01+54.37 130.81+109.68 229.55+265.95" 43.73 <0.01

ALb 38.21+4.98 36.12+5.61" 35.41£5.76" 6.75 <0.01
o — iR 1.83+0.93 1.57+0.85 1.5+0.74° 5.22 0.02
JilEN 4.51+1.06 4.52+1.14 4.22+1.16 1.22 0.1

11:: 5 CKD 3 #1b4L, "P<0.05; 5 CKD 4 # L3¢, "P<0.05,
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TEARFFE T, 305 1] CKD 3~5 Hi H 3 i %% 1A 1 %
9 72.46% , H B CKD By HEE , 7% i U R 2 A
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KDIGO #5§ & ' il % #% 1L 36 97 09 ¥ H b5 0 Hb 78
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ST I ASIEAR , UL B BT B4 i ANE 1R
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F4 AMARIEAMARTHEIRLER (x+5)

Table 4 Comparison of indexes between anemia group and

non anemia group (x +s)

ML

AEFT M2

(n=221) (r=gy) UM P
AEA 67.24+12.13 66.56+13.36  -1.26 0.21
BMI 23.84+3.48 22.69+3.63 255 0.1
e 46 He 146.23+20.09 150.06+24.13 -1.45 0.15
FFik R 80.24+12.06 80.06+13.97  0.11  0.91
eGFR 24.81+2.13 19.96£2.51  16.89 <0.01
Ser 291.47+172.21  410.03£203.44 -7.53 <0.01
BUN 14.12+5.78 24.85+8.16  12.85 <0.01
B2 M ERE H 10.13£7.99 16.28+£8.04  —8.78 <0.01
JRTR 465.12+114.63  483.18+116.96 —0.46 0.65
Ca 2.16+0.22 1.92+0.24 8.30 <0.01
P 1.2+0.26 1.60+0.37  —11.30 <0.01
PTH 130.14+105.41  215.33+206.94 —6.09 <0.01
ALb 38.85+4.81 30.17+5.62  13.42 <0.01
Hih =g 1.83+0.92 1.06+0.79 6.78  <0.01
JIFL ] 4.62+1.06 3.84+1.15 561  <0.01
I 27.88+16.35 26.18+17.21  0.80 0.42
U 173.25+148.44  198.12+132.47 —0.26 0.79
#i: K bl12 339.23+150.58  378.75x193.75 -1.37 0.17
EPO 10.12+7.14 15.5248.62  —2.46 0.01
Hb 101.73+14.15 86.80+15.14  8.07 <0.01
HCT 29.53+6.31 28.40+7.13 1.35 0.8
MCV 91.52+6.11 00.48+5.31  0.32  0.75
MCH 30.31+2.08 30.16x1.76  0.59  0.56
MCHC 330.91+11.15 330.15+14.98 048  0.63
RBC 3.22+0.77 3.20+0.76 020 0.84
x5 CKDEERMEREZMERER ZEE Logistic
ElFS &R

Table 5 Single factor and multi factor logistic regression

analysis results of anemia risk factors in CKD patients

e C Ty EACEYi
- ORE 95%CI P{i OR{i 95% CI P{H
5 142 0.84~2.37  0.19
AR 098  0.55~1.73  0.94
BMI 069  0.44~1.09 0.11
eGFR 535  3.46~827 <0.0l1 513 3.3~7.96 <0.01
IR IR 0.83  0.43~1.58 0.57
Ca 2,67  1.57~4.55 <0.01
P 518  1.56~17.30 <0.01
PTH 229  0.77~6.80  0.14
ALb 2.94 1.6~5.41 <0.01 248 1.25~4.9 0.01
Hi =@ 039  023~0.66 <0.01
BUHEE 090 041-195 078
i 235  1.06~521  0.04
BN 0.79  047~1.34  0.39
44ZEB12 118 0.70~1.97  0.54
EPO 1.27  0.74~219  0.39
LA E H B9 U0, 3R ZT AR A R S R 2N
1E 4 AR IE PR .
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Figure 3  The relationship between eGFR and Hb bivariate in
patients with CKD 3 stage 3~5
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SET-4] PCT NT-pro-BNP /K -5 ARG AL, 25 ¥ Geit 243 X (P<0.05), ROC MZ/mFras s G
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The role of PCT and NT-pro-BNP in the evaluation of the disease degree and prognosis

of heart failure complicated with pneumonia

HUANG Fei'*, LIANG Lei*

(1. Qilu Hospital, School Hospital of Shandong University, Qingdao, Shandong, China, 266035; 2. Department
of Medical Oncology , Qilu Hospital, Shandong University , Qingdao, Shandong, China, 266035)

[ABSTRACT] Objective To study the role of procalcitonin (PCT) and Amino acid B-type natriuretic
peptide precursor (NT - pro - BNP) in the evaluation of the disease degree and prognosis of heart failure
complicated with pneumonia. Methods 128 patients with heart failure and pneumonia who were treated in Qilu
Hospital of Shandong University from January 2019 to June 2021 were selected as the research group, 98 patients
with health examination during the same time period were set as the control group. The expression levels of PCT
and NT-pro-BNP in different populations were compared, and the predictive value of PCT and NT-pro-BNP
testing for the prognosis of patients with heart failure and pneumonia was analyzed. Results The levels of PCT
and NT - pro-BNP in the study group were higher than those in the control group, and the differences were
statistically significant (P<0.05). The comparison of PCT and NT -pro-BNP levels in patients with different
disease levels: high-risk group > medium-risk group > low-risk group, and the differences were statistically
significant (P<0.05). In the study group, 15 cases died (11.72%), 113 cases survived (88.28% ) after the follow-
up. PCT and NT-pro-BNP levels in the death group were significantly higher than those in the survival group, and
the differences were statistically significant (P<0.05). The ROC curve analysis results showed that the sensitivity
and specificity of combined PCT and NT-pro-BNP detection to predict the prognosis of death in patients with heart
failure and pneumonia were 76.20% and 71.40% , respectively, AUC=(95% CI: 0.696~0.950) , which were
significantly higher than those of the two separate tests (P<0.05). Conclusion The expression of PCT and
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NT-pro-BNP are significantly up-regulated in patients with heart failure and pneumonia. By detecting the levels of

the above factors, we can understand the progress of the patient’s disease and evaluate the prognosis.
[KEY WORDS] PCT; NT-pro-BNP; Heart failure ; Pneumonia
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Evaluation of clinical effect of TTF-1 and CYFRA21-1 levels in the diagnosis of non-
small cell lung cancer patients

NIU Hui', CHENG Jun®, LIU Yunyun®, GAO Wei*, LIU Wu', TIAN Chunxiang'*

(1. The Second Department of Radiotherapy, Qingdao Central Hospital, Affiliated Hospital of Qingdao
University, Qingdao, Shandong, China, 266000; 2. Department of Traditional Chinese and Western Medicine,
Qingdao Central Hospital, Affiliated Hospital of Qingdao University, Qingdao, Shandong, China, 266000)

[ABSTRACT] Objective To analyze of thyroid transcription factor-1 (TTF-1) and cytokeratin 19
fragment antigen 21-1 (Recombinant Cytokeratin Fragment Antigen 21-1, CYFRA21-1) levels in the diagnosis
of non-small cell lung cancer patient effect. Methods 68 patients with non-small cell lung cancer admitted to
our hospital from September 2018 to September 2020 were retrospectively selected as the research group, and 72
healthy people who underwent physical examination during the same period were selected as the control group.
The levels of TTF-1 and CYFRA21-1 in the clinical data of 68 patients with non-small cell lung cancer, 72
healthy people, patients with different pathological types of non - small cell lung cancer (squamous cell
carcinoma, adenocarcinoma) , and patients with different stages of non-small cell lung cancer (stages 1 ~ 1l and
IT ~ IV ) were compared, and the diagnostic value of TTF-1 and CYFRA21-1 levels in patients with non-small
cell lung cancer was analyzed. Results The levels of TTF-1 and CYFRA21-1 in the study group were higher
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than those in the control group (P<0.05). The sensitivity, specificity and AUC of TTF-1 and CyFRA21 -1

combined in the diagnosis of non-small cell lung cancer were 0.823, 0.941 and 0.938, respectively, which were

significantly higher than those of TTF-1 and CyFRA21-1 alone detection, and the comparison was statistically
significant (P<0.05). Comparison of TTF-1 and CYFRA21-1 levels in patients with different pathological types

of non-small cell lung cancer: adenocarcinoma < squamous cell carcinoma, the difference was statistically

significant (P<0.05). The levels of TTF-1 and CYFRA21-1 of non-small cell lung cancer patients in stage Il to

IV were significantly higher than those in stage | to II (P<0.05). Conclusion

The levels of TTF-1 and

CYFRA21-1 in non-small cell lung cancer patients are abnormally higher than those in healthy people. Combined

detection has high clinical diagnosis application effect, in the early diagnosis, TNM staging and pathological

classification of non-small cell lung cancer, worthy of further clinical research.
[KEY WORDS] TTF-1; CYFRA21-1; Non-small cell lung cancer ; TNM staging
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F1 PHATIF-1.CYFRA21-1 KFELEL (v+s)
Table 1 Comparison of TTF-1 and CYFRA21-1 levels

between the two groups (x+s)

4151 n TTF-1(ng/mL)  CYFRA21-1(ng/mL)
W52 68 12.17+3.45 10.49+2.28
bopilizEil 72 4.28+1.39 2.03+0.64

18 17.928 30.253

P{H <0.001 <0.001
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Table 2 Analysis of the diagnostic value of TTF-1 and

CYFRAZ21-1 levels in patients with non-small cell lung cancer

oR i AUC 95% CI WURE R
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Figure 1 ROC curve
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Table 3 Comparison of TTF-1 and CYFRA21-1 levels in
patients with different pathological types of non-small cell

lung cancer (x+s)

2031 n TTF-1(ng/mL) CYFRA21-1(ng/mL)
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P1H <0.001 0.001
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Table 4 Comparison of TTF-1 and CYFRA21-1 levels in
patients with non-small cell lung cancer in different TNM

stages (x+s)
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P <0.001 <0.001
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Effect of local injection of low molecular weight heparin calcium on D-D, ET-1 and
blood coagulation function in patients with severed finger replantation

WU Yanpeng*, ZHANG Yong, PEI Jingzhong

(Ward 1, Burn Treatment Center, Xinxiang Second People’s Hospital , Xinxiang , Henan, China, 453000)

[ABSTRACT] Objective To investigate the therapeutic effect of local injection of low molecular
weight heparin calcium in patients with severed finger replantation and its effects on D-dimer (D-D) , Endothelin-
1 (ET- 1) and the coagulation function. Methods The data of 92 patients with severed finger replantation
admitted to Xinxiang Second People’s Hospital from January 2020 to August 2021 were collected. According to
different treatment methods, they were divided into the control group (n=44, modified posterior interosseous
artery island flap repair) and the study group (n=48, modified posterior interosseous artery island flap repair
combined with local injection of low molecular weight heparin calcium). The clinical efficacy, D-D, ET-1,
malondialdehyde (MDA) , superoxide dismutase (SOD) , coagulation function indexes [Prothrombin time
(PT), Activated partial prothrombin time (APTT), Fibrinogen (FIB), Thrombin time (TT) ] and complications
were compared between the two groups. Results There was no difference between the two groups in terms of
viability index and the incidence of severed vascular crisis (P>0.05), but the postoperative replant circumference
in the study group was significantly shorter than that in the control group, and the difference was statistically

significant (P<0.05). After operation, the levels of D-D, ET-1, and MDA in the two groups were increased
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compared with those before operation, and the level of SOD was decreased compared with that before operation,
but the level of SOD in the study group was significantly higher than that in the control group, the levels of D-D,
ET-1 and MDA were lower than those in the control group, and the difference was statistically significant (P<
0.05). After operation, the levels of PT, TT, APTT and FIB in the two groups were significantly increase
compared with those before operation, but the above indexes in the study group were significantly lower than those
in the control group, and the difference was statistically significant (P<0.05). The total incidence of complications
was 4.17% in the study group and 9.09% in the control group, and the difference was not statistically significant
(P>0.05). Conclusion Improved posterior interosseous artery island flap repair combined with local injection of

low molecular weight heparin calcium in the treatment of severed finger replantation is effective, can improve

blood coagulation function, promote microcirculation recovery, and is safe and reliable.

[KEY WORDS]

calcium; Severed limb replantation ; Coagulation function
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Modified posterior interosseous artery island flap; Low molecular weight heparin
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Table 1 Comparison of two groups of data [ (x+s),n(%) |

52 S 7 52 5 K
B o WRRA) TR ) E UL e e —
I 1 3T B K Hh T ST (8] G 2 Wt
W4l 48 24/24 35.63+3.36 22(45.83) 26(54.17) 14.(29.17) 23(47.92) 11(22.91)
X 4L 44 21/23 34.56+2.61 24(54.55) 20(45.45) 12(27.27) 22(50.00) 10(22.73)
t{H 0.048 1.695 0.697 0.050
P1i 0.828 0.094 0.404 0.975
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Table 2 Comparison of clinical efficacy between the two

groups [n(%), (x£5) ]

45 n BER Wi A e ke AR R4 (em)
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Table 4 Comparison of coagulation function indexes between the two groups (x+s)

g1 . PT(s) TT(s) APTT(s) FIB (g/L)
A Hi N A AT N A Hi VN A Hi P NE
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A 0.641 7.951 1.114 5.324 0.489 2.302 0.637 9.737
P1E 0.524 <0.001 0.268 <0.001 0.626 0.021 0.526 <0.001

T SRR T AL, P<0.05.
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K> MAHFRERERLE (%) ]
Table 5 Comparison of the incidence of complications

between the two groups [n(%) ]
o on B B BhEkn ckELE o At

W5t 48 0(0.00) 0(0.00)  1(2.08) 1(2.08) 2(4.17)
XHIEZ 44 1(227) 1(227)  2(4.55) 0(0.00) 4(9.09)
Ve 0.913
PAE 0.339

AT BB I FA R A, HE
fif i AR SRR N A B i e, AR g,
FEIRYY AR e A b 3 e X B T 5 sl Mk S bR B R e
K, 7R AR A 5 T2 M BB R
Jik , FE 2 AT, — AR A R R R . R
TEB S R, RS B RO A 5 R
A Re RN A AT T RS,

T W7 & B Wi s I AR R IT IS , R
R 5 05 40 B 4 0, BILR 25 i 0 b il A4 5
B LA RS R BURE WS A 2,
T Ao 18] 1M A8 e 28 ) e A e, i 2 F-48 L fE 5
KA E NAMESCHFFRR ), Wi ds AR S 24~
48 h B ERZE I R &, A5 0 0 N O TR 0 AR I A
JRAR  SSHA IR S A RS R, DS B
HBEIM DI RE , BRI G 2, ARG SR
HH,PT . TT . APTT %55E 1 DI REFE A e 48 S Hr e Al
I EEAEEE L, PT I MesMNEEEE & Fe e
I P 1284k s APTT Sz N IEPESRE Il R S8, HAER
UL F PR 348 458 AR 4 . PR - S50 s 5 TT 248 7 1l 2%
RO AR A %) S8 I T8 00 Y58 1 8 B, TT 4
LT i S A8 2 A 1 AR s 25 44 S5 . FIB FE5E
I A 78 TR I 5 — R, FIB K IAh T— A4
15 IR KT RE AT 808 9 B AL 530 5 6 L
S B 19 1 H DI REAZ 4 L 38 BEAT RUAE HE 1l /NS 17 2R
£ D-D J@ T4 8 AR B B AR, A G
I8 b7, D- R ARIKTHG & AT VR A LA P A 1
LR TCHE S = i AR A R VAR BE MRS S 4 R
SGLUIRENH FHAEAR Y . AW KB, D-D . PT.TT.
APTT J% FIB 7KV S4B R T3S 51 , D6 i85 24 Wi ds
PR T AR R 380005 A P S I AL 1 68 a0V 2 v R
Bo HARJGE, AT LARFE PRI T X IRAL, 5B
gl R —2C . BT R PR AT
R R BRI , B 1k sl i AT B

ET-1 JE A7 T 8- 4L U0 b i —F 45 10055 4
S, RO AT AR AR A 5K 14T . MDA
S R SR A0 B A 7 B B . SOD AR BBLIA

HERA A B EE ST, LR TS bR T A SO0 Bk
PR MR IR . AWFIE LB, S5XF R4 L,
5840 SOD 7K F-H & , ET-1 . MDA 7K -5 115, FLAF
20 AT A SR AR T, P Bk AR B A, R
B )5 B K S R IR A IR RS A B F
O R I F T R R AR R SR R S, DT AR AIR
iR RE S . E— 2 X P 4L 3 B E A B, o R
() J5 Bl ok 2 R B R B AR o3 I R SR YT AN x4
NI EAE KA B —E B Atk

25 TR, o R B T 5 S Bk R B R A IS
T 245 R BB SR YT Wi e B R RO U, ]
et BT RE , (R IR MK, & el 5,

S & LAk

(1] SRV L. CHRHP TN BB 2 B0 ) HH AR BIF S0 3L 1T
THUX W AR R R A0 B N P A e T R K B 1Y 5
(3] A AT 2%, 2021, 30(10) :1082.

(2] EJL, MAICHR, JO5R RS FIFRSHREE ARG T
TR W I A Xk £ O I D) REAR A 0 S [T ], A6 R
HiER, 2018, 15(11) :1569-1572.
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(9] JERA, SR . WHR PR AR S R OSSR 24 3 907 15 5
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miR-21 . ILK }% Bax 25 {1 CIN Hr it 3k Be Il pik & 3

R A FL BLK HKEFT

[ ZE] BHR HFIHM/DRNA-21(miR-21) &4 R IEMNE (ILK) \Bel-2 f123 X 2 H (Bax) 75 H
B R PR AE (CIND) i 33k S lG IR S 73R B 2020 4F 1 A % 2022 4F 10 7 758 MNBHE I 2= e iz
FEIRIT I 63 Bil'Er I Bz 99RE AR (CIN 41) A0 ABIFSE , BE4E [ 1 84 2 filt e s J 3 (Ol L) S [R] 2 5 AR vk ik
7%, %5 LI ZH miR-21 | ILK & bax 2 1R % , 43478 S 4 20 miR-21 \ILK 2 Bax £ 111 B 22 55 15 9
FRIEMC R, &R CIN 4 miR-21 AHXF s TR IR, 22 R A G128 X (1=16.906, P<0.05) ; CIN 21
Bax & A BHPERAC T R4, 22 58 G347 L (4°=70.948, P<0.05) ; CIN 4 ILK BHE 3R 7 F X4 4, 2%
FAZRIFE XL (7=109.485, P<0.05) ; A A 444 B Br AN [F] 241 2125 8 ) miR-21 \Bax £ 1 | ILK [HPE R A
R 2 R G2 L (P>0.05) 5 T CIN 4398 & , B S 20 ILK AP % 5, Bax B R HAIG
miR-21 FiXHE M Z |, Z R WA G2 B L (5=0.005, ¥*=0.001, 1=0.027, P<0.05) , % miR-21.ILK,
Bax £ 13 7E CIN B3 i 58 3Rk, S AR 4R A0 98 1% V) Ok

[8iE] U RNA-21; 84 R ; Bel-2 #H0C X B B8 L NI A8

Expression and clinical significance of miR-21, ILK and Bax proteins in CIN

DONG Rui, ZHAO Lin, DONG Qin, GUAN Yeqiu, XU Aifang*

(Department of Obstetrics and Gynecology , Suzhou Science and Technology City Hospital, Suzhou, Jiangsu,
China, 215000)

[ABSTRACT] Objective To investigate the expression and clinical significance of microRNA - 21
(miR-21) , integrin - linked kinase (ILK) , and apoptosis - promoting gene (Bax) in cervical intraepithelial
neoplasia (CIN). Methods 63 cases with cervical intraepithelial neoplasia (CIN group) admitted and treated
in Suzhou Science and Technology City Hospital from January 2020 to October 2022 were included in the study,
and 84 healthy volunteers (the control group) participated in this study during the same period were selected ,
and the expressions of miR - 21, ILK and bax proteins were compared between the two groups, and the
relationship between the positive expression of miR -21, ILK and Bax protein and pathological features in
cervical tissue was analyzed. Results The relative amount of miR-21 in the CIN group was higher than that in
the control group, and the difference was statistically significant (=16.906, P<0.05). The positive rate of Bax
protein in the CIN group was lower than that in the control group, and the difference was statistically significant
(£'=70.948, P<0.05). The positive rate of ILK in the CIN group was higher than that in the control group, and
the difference was statistically significant (}*=109.485, P<0.05). There was no significant difference in the
positive expression rates of miR-21, Bax protein and ILK in different age stages and different tissue types (P>
0.05). The higher the CIN grade, the higher the positive rate of ILK in cervical tissue, the lower the positive rate
of Bax, and the higher the relative amount of miR-21, and the differences were statistically significant (=
0.005, *=0.001, = 0.027, P<0.05). Conclusion miR-21, ILK and Bax proteins are abnormally expressed in
CIN patients, and are closely related to the apoptosis of diseased cells.

[KEY WORDS] MicroRNA - 21; Integrin - linked kinase; Bcl - 2 - related X protein; Cervical

intraepithelial neoplasia
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B R MR o W R 2 —
BRI I SeAR R R R LT
TR, XA S T E R R .
fiB B SR R kAR S e S K N R A2 (Cervical
Intraepithelial Neoplasia, CIN) A — & %", CIN
F 2 W T ANZEFL L AR 06 7 (Human Papillomavi-
rus, HPV ) X 2 P A FE A% B R 22t i e A sk . B
A, B9 51 3000 T S A R 48 A5 X CIN
AT RIS W, DL s U, e E S
2B I R PR AR B RNA X g 448 1 i)
ST A — o BRI e 240 B 1 R A
5%, 2805 F N AR PR T 3 N 50 T R A e O
TR ARCHE s 258 LR, AR SCHED A2
T3 | P TR R S A% RNA X CIN 728 41 i sE 1~
A—EFM, WO SCORFF XU RNA-21 (microR-
NA-21,miR-21) B 5 & % 4% B (Integrin-Linked
Kinase, ILK) .Bcl-2 #H 3¢ X & 1 (Bcl-2 Assaciated
X protein, Bax ) = A S F AT 5T, 85 5 1SR
IKIKAPXT CIN B2 . ARIEANT .

1 ARSI

1.1 — R

2020 4F 1 H 2 2022 410 H 75 HEHE I = B
W2 IFHIRTT Y 63 9B 3511 J R4S B 8 A CIN
HPEATIF ST, e[ 1) 84 42 falt F o Ji2 2 A% IR
HIATIIIE . BT WFFERT G35 R 4o, Horp CIN 24
AR (46.7225.13) 7 5 X B E- P 4RI (47.03
510)% , WA BHEFB K ER LG XL
(P>0.05), A 7] Hetk,

CIN Y Abrifl : OFF 6 (F 5 301 I AR sl
N RAER P AL ) AR o s @ REAE TG AR TT s R R
RIGIT s HEBR bR i . OBEFEA CCIBIT b
QA% MG R BB A ; @G I+ H Al Mg &
Ho AMMRGEFAHME R SHET, ZiHEHE
EBHERES.
1.2 ik

KA W4 A2 R T LS, X e g 1 AT
T RO S R A e SR MR O
SR LB B S B BEAR A 5 SR Z A
A1 JE K AL 5 mL, X 13 A AR 2E B0 Ak P (2 800
r/min 5024 8 cm, 10 min) Ji5 B ¥ 77 &2
—60CHEE T, SR RNA R K & (FiA% : MA-6000,
O OMRE E A R A BR A A, B

20173401410 ) X} i %% H & RNA #4735, I8 1
JE SR (LA 48T, RN B B 2 AW BRA
H] [ AT ME 20183400108 ) il B cDNA, F-H 25
E 1t PCR I %2 1L (745 : RTQ-960 , 3L KA ¥ R
(BN A BR 2 ], AR M 20134524139) 76 5 i
TR A G B A 2 TR
211 miR-21 A X ik i . B A ILK 77 & (IR
¥ 5 96T, LI A=W TREA BRZS W], [ Al e v
20167438241) \Bax if 5l & (FA% : 96T, )M T 74
WH AR ey A R E], B £ 20191982 5 ) &
21 i £ 2R SR PR A S IR e I €2 3R B [ A
2x3 mL, & [Ri2 W= i (R ) A R A E A A
20161582 5 |, AR50 £ 1 BH 5 X B S22tk A 7
WAL e AL AS 56, JH PBS 28t A — i AE N
FIPEXT R, FHC R B R VR BT IR . B U0 R
BIEM R S5 R AT

S5 E Y ILK & Bax [HE R B0k 44 it 5 rh
PP AR B BORL . 7 e A U T BE ALY 5 SR
P AR, ST 3k 200 AN I HET TR E,
R BH P 20 L FE o5 A e X s R4, 0 4
5 FE<5% , 1 43 1 5~25% , 2 53 : 26~50% , 3 4
519%~75% , 4 43 + >75% ; P AR 405 BH 14 40 if 25 €0 i 1
AT, 1 BIRE A, 250 A, 3 2
BORR A SR 2 BH 5 B SRy PP 20 BT o 4Ty
55 B 4 B 2 o R R e AL, BAME -, 0 43, 55 P
P+, 1~4 5, FHPE - ++, 5~12 43, 5 FH P - +++,
>12 3, K=+ R FR ARk &,
1.3 Gtk

K H SPSS 22.0 Geit2g A4 o A Bl , 11 ¢
RER (7 +5) BB R, 0] FL SR K55 31
BOGERLERH n (%) Foom , 4L LSRR 565 LA
P<0.05 hZERAGIFE L,

2 #R

2.1 WiZH miR-21 Fik 4

CIN 2 miR-21 AR5 1 (2.570.82) /5 TR
2H(1.03+0.14) , 27400248 X (1=16.906,P<0.05) .
2.2 4 Bax ik L

CIN 4 Bax & [ FHMERMR T X IRAL, 2 R A%
P L (P<0.05), W1,
2.3 W4 ILK ik i

CIN 21 ILK PHE R T B4, 2 R A i 2#
B (P<0.05), WFE2,
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*1 BxERESATHELAHTHRIE (n(%)]
Table 1 Expression of Bax protein in cervical tissues of

each group [n(%) ]

Bax & 11k >R

2H
aml - + ++ . (%)

CIN4l 63 25(39.68) 18(28.57) 13(20.63) 7(11.11) 31.75

XHEZ4L 84 0(0.00)  6(7.14) 20(23.81) 58(69.05) 92.86
AL 70.948
P1E 0.012

®2 ILKESAEFHAHTHRE (%) ]

Table 2 Expression of ILK in cervical tissues of each group

(n(%)]
asl ILK ik =4+
- + ++ o+ (%)
CIN# 63 4(6.35) 17(26.98) 19(30.16) 23(36.51) 66.67
XHHEZL 84 77(91.67) 6(7.14) 1(1.19)  0(0.00) 1.19
PALE! 109.485
Py 0.008

2.4 B4 miR-21  ILK K Bax & 4 FHPEZR
K5 ERRAE A 56 R

AR B BE AN [R) 20 21 28 78 () miR-21 |, Bax
B LK BAPE R AR LK 2 7 G5 L (P>
0.05) 5 1Ml CIN 73 2% i iy, ‘7 #0120 2L ILK BH PR
5, Bax [P BT, miR-21 AHX R £, % 58
HEi247 L (P<0.05), L3,

3 itig

AT BEAR R B U U AR LT DT
P IR FAREA BRI S, Bh— 2 X St
55 BHLBIL A B S iy A2 2 R A7 DL HEA T HR 9T -
P A B CIN Ji A2 40 1) A O 15 2 i ) 5 6
b A YIS R IR BH W 22 20 M A 5 15 =
A I TR T CIN AT AHT 717

REWFFE 7R, miR-21 & 42 i i 5 41 i B 434
SN o3 Ak, 6T iR 200 A 3 A A

T X 154 )8 S R HEAT IR R B, B
JEL 219 miR-21 AT A B A . e 75
X CIN fBETRA RS G #2 H , miR-21 76 CIN 24
FEamdsih AR ERE, LIRS A
X CIN BB E R IE G 19 M i 25 5 — 2, s ss
W miR-21 AT G 2 10975 25 4 A A0 e 14 e o7 A
FIl 55 mRINA X5 728 441 it 35 PRI %) o) 4 1 ), 2 1 0
il 28 41 B PR T, I CIN B & g o [R) As22= 7
FAEFERF 5T F AR Y miR-21 7] fE ELAT B0 L 1
DIsi o A0 H AT T8 w9 A S SCEk R b, 7 X
et — ST SE .

T 75 R A T b R R E R N Bax 2
F1, &I ILAY T 8CRAS 20 %08 & L 40 B 4D Bax
BN T MRS AT A BB AR SC TR R X
Bax £ FITR AT , 45 5 /R CIN 41 Bax & [ PH
R EMLT X RAL, AR S5 —2, Bax
B — P A0 MO8 T R ZE PR S LA
RARMWIE 5 S AR 4N st T, R B 0 B bk e
I HyJRg -2 FE ] (B-cell lymphoma-2, Bel-2) Y HT A T
YT, 6 2895 728 40 B A O 1, 00 ok s 95 28 1
Ji& | R iR S DO R A Bax B T 5 T R K
SRR T PR F

ILK A2 — i B 5 S5 R e =i
1% 78 11 (Activator Protein 1, AP-1) %35 ¥4, 310 %
BEPF ik EAT 4R . ILK 7E CIN B Z R P BEA 2%
38 95 78 A AR R T, B v AR T A S R, HE
T 184 5 ok A5 200 Jf P =2 22 BB ), 1 B A 4R
b, B fit CIN [m] 4= i 98 & & o Godinez 55 ' &L it
AT TLK PH A 200 AR A S50 B P, R
) 52 56 R 5 R A 0B 04 A K, LI R A0 o
K I B A 2 e R A M o TG AR SOV TLK R T
98, 45 R W CIN 4 (8 38 B S 2] 20 ILK 2 95
Tk, HSRFHEVRG XM, HE— X

3 BEBMALH miR-21.ILK & Bax EAKFERIEEFEBHFMENILER (%), (xzs) ]
Table 3 Relationship between expression of miR-21, ILK and Bax proteins and pathological features in cervical tissues

[n(%),(x+s)]

. Bax & 1 ILK miR-21
ZH n 5 N
FHE PAH FHE x PH  MIXREE  p P1H
AR <40 37 11(29.73) 25(67.57) . 4.37+1.24
0.168 0.682 0.033  0.856 0.642 0.523
=40 26 9(34.62) 17(65.38) 4.58+1.33
IN 434 ~114 2 4(13.79 13(44.83 4.03%1.1
CIN 5% 1-1% ) (13.79) 7.993  0.005 ( _8 ) 11.533  0.001 03x1.16 2.356  0.027
[IIE3 34 16(47.06) 29(85.29) 4.89+1.74
LHAUK gy R b Ry 54 17(31.48 38(70.37 4.12+1.20
A nm & 7{J R LK ( ) 0.116  0.734 ( ) 1.323  0.690 0.756  0.452
RGN ERAR T 5z 8 3(37.50) 4(50.00) 4.48+1.62
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miR-21 . ILK \ Bax B 5% 0] A1, A [A] 45 3 B B AN [
ZH ZH 5 miR-21 \Bax 45 (4 ILK BHPE A K
2SS TG ;T CIN /- 9k s, 5 il
2 TLK PHAE R 5, Bax PHAE SGEIG , miR-21 A X
WM Z ., HILE e 520 PE 54 1A AR
FEFERE R 25 5, 4 DU H AT B i R A AR AR 5 R AR
FB B R A FE 4T, [R]IAS SR miR-21
ILK , Bax £ [ K [8) A 5. 52 247 50 07, 5 20f
SR Z T, TR FIR A IEUESE

Zz I+, miR-21 . ILK 7£ CIN & & #2410 5
Plim Ik, Bax S H 2 IARERIE , 1 miR-21 . ILK .
Bax 2 17K 155 CIN 728 20 it (4 7 7= 25 D) 518k

S 3k
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CD64 . LPR BEA X L Baux V40 1k i #1405 B85 Fii
Ja VEAR O

FREET TRTF BEE

[(# ZE] B/ % CDo4 Ikt 40 /i /M G (LPR) B A 2t B Baux BF43 B4 K 1 BUBS
BB ER TG MG, A% I 20194E 1 A F 2021 4E 12 J] 2BE RN =55 — s BE B lGA BY 106 4
KA ARBE 105 58 B AR IS 52, -4 R AR 383 56 D3 1B 1) )i 4% 0 43 W FE T4 (n=22) Rl A2 2 (n=84) .
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Prognostic value of CD64 and LPR combined with modified Baux score in patients with
extensive burns

FANG Yueyang*, CHEN Yu, HUI Cancan

(Department of Burns and Wound Repair, The First Affiliated Hospital of Anhui Medical University , Hefei,
Anhui, China, 230000)

[ABSTRACT] Objective To investigate the prognostic value of CD64, early lymphocyte/platelet ratio
(LPR) combined with modified Baux score in assessing patients with extensive burns. Methods One hundred
and six patients with large burns admitted to the First Affiliated Hospital of Anhui Medical University from January
2019 to December 2021 were selected as the study subjects. The patients were also divided into a death group (n=
22) and a survival group (n=84) according to their prognosis during hospitalization. CD64 levels, platelets and
lymphocytes were measured on the first day after admission in both groups, and the LPR value was calculated. The
modified Baux score and clinical data were collected after admission in both groups, and the risk factors for death
of patients were further analyzed by single factor and multifactor screening. Predictive value of CD64, LPR and
modified Baux score for the occurrence of death in patients with large burns was evaluated using subject work
characteristic (ROC) curves. Results Death occurred in 22 of 106 patients with large burns, with a mortality of
20.75% . Univariate analysis showed that age, presence of combined inhalation injury, total burn area, CD64,
LPR, and modified Baux score were all risk factors for patient death (P<0.05). Multivariate logistic regression

analysis showed that age, presence of combined inhalation injury, total burn area, CD64, LPR and modified Baux
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score were all independent risk factors for patient death (P<0.05). ROC curve analysis showed that the AUC of
CD64, LPR, modified Baux score and the combination of CD64, LPR and Baux were 0.838, 0.705, 0.906 and
0.925, respectively. Conclusion CD64, LPR and modified Baux score all have good predictive value for the

risk of death in patients with extensive burns, and the combined detection of the three has the best predictive

effect, which can be used as indicators for evaluating the prognosis of patients with extensive burns.
[KEY WORDS] CD64; Early lymphocyte/platelet ratio ; Modified Baux score ; Large-scale burns
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Correlation between serum CRP, PCT and NLR levels in patients with acute / subacute
cerebral venous thrombosis and venous infarction

WU Changli'*, ZHAO Renjie*, HE Yang®, ZHAO Baozhu®, CHEN Mengfei'

(1. Department of Neurology, Dongfang People’s Hospital, Dongfang,, HaiNan, China, 572600; 2. Department
of Neurology, the First Affiliated Hospital of Hainan Medical University , Haikou, Hainan, China, 570102)

[ABSTRACT] Objective To analyze the relationship between serum C-reactive protein (CRP), PCT
and neutrophil to lymphocyte ratio (NLR) levels in patients with acute / subacute cerebral venous thrombosis
(CVT) and venous infarction. Methods From July 2016 to December 2021, 82 patients diagnosed with CVT
were recruited. According to CVT stage and the presence of venous infarction, they were divided into three
groups: acute/ subacute CVT with venous infarction (ASVI) group (n=44) , acute/subacute CVT without
venous infarction (ASOVI) group (n=26) and chronic CVT group (n=12). Serum inflammatory biomarkers :
CRP, PCT, absolute neutrophil count and absolute lymphocyte count were evaluated at admission. The NIH
Stroke Scale (NIHSS) was used to evaluate the severity of clinical symptoms at admission. Results
Comparison of neutrophil count, white blood cell count, NLR, CRP, and PCT among the three groups: ASVI
group > ASOVI group > chronic CVT group, the difference was statistically significant (H=8.731, 7.359,
23.650, 11.809, 16.336, P<0.05 ). ASVI group > ASOVI group > chronic CVT group. The combined detection
of NLR, serum CRP, and PCT to identify ASVI and ASOVI had an AUC of 0.865, and a sensitivity and
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specificity of 87.12% and 100% ,

respectively. In patients with acute / subacute CVT, multivariate logistic

regression analysis showed that NLR (HR=1.468, 95% CI: 1.083~1.989) and PCT (HR=1.419, 95% CI:

1.003~1.835) were independent predictors of venous infarction. NLR and serum PCT levels were positively

correlated with NIHSS at admission (P<0.05). Conclusion

In patients with acute / subacute CVT, venous

infarction is associated with underlying inflammation. NLR and PCT can be used as biomarkers reflecting the

clinical severity of CVT in acute / subacute stage.
[KEY WORDS]

infarction ; Neutrophil to lymphocyte ratio
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1.4 Geitsorik

JIT A s 53 B 2448 SPSS A 20.0 #E47 .
IEZTHE TR (x +5) FoR, 2410 LA H A &R
5 243K, W A ] LSD A6 56 5 JE IE A T %ok
FH A A2 A (PO 437 8] 5, IQR) # 7% , 2% Ji Mann-
Whitney 5 % 5% Kruskal-Wallis £ % . 3H40% 8
n(%)FRm, R P15, 2l 3238 TAERE
(ROC) i Ze Fn it 26 T 1 #1 (AUC) PEAL Il 7 PCT.
HEAT B RN £ 75 HE Logistic 81193 #r 208/ 2
PE CVT B3 i K S8 1 A A 551 PRARFAE LA K I 3
PCT .NLR /K- 2Z [Bl ) AH OCPE . DA P<0.05 8 25 5%
B2,



TSR AR

2022412 H  F 144 55121 T Mol Diagn Ther, December 2022, Vol. 14 No. 12

+ 2147 -

2 #HR

2.1 34UBHIGIRTORLER

B 2 82 ] CVT Hi & ¥ 9 AWF%E , ASVI H
44 5] , ASOVI 41 26 1], CVT 41 12 1] (4 14 & ik
BTG, 8 I Tow kAR AL ) o — 2 M 5] AR S (R
TREC K MO ER VEY BRER CRIE
iE 32 Bl A R e VU L N S R R A
PE SR 28 B M | O Sk R L8t A% /3R AR 1 I A4S T
RAE S W R 2 5 LG22 L (P>0.05) .
YTRE R E A BE R E] L - ASVI 41 <ASOVI
H<gMCovrd, 25 A %1% 8 X (P<
0.05) . — 41 NIHSS ¥ 43 kb : ASVI 41 >ASOVI
HAEHECVTH, ZRAS I E X (P<
0.05), W31,

2.2 YR RIAEAHIRIR L

—ZH R A AR A A A i R T
%0 .LDL.ESR [t 22 R LG 1122 1 L (P>0.05) .
— 2 b MR A T2 L A BT 40 NLR L CRP
PCT %% : ASVI 4A>ASOVI 4 >8P CVT 41, % 57
HEitrE L (P<0.05), W2,
2.3 NLR.CRP.PCT %%/ ASVI Fl ASOVI i ROC
it 53t

NLR . Il & CRP.PCT = # Bk & 6 1 ok % 5]
ASVI F1 ASOVI i) AUC K 0.865 , 7 L Ji FlI 4 5 JiF
539 K 87.12% . 100% , £t F . — £ Il (P<0.05) .
L 3 FIE 1,
2.4 Z£JC Logistic [M1H53#H7

Logistic [ 943 #7 . 78 NLR 1 PCT & & ik A
YA A S T R (P<0.05) o WL 4.

Rl 3HBERKFEZBLER [(xs),n(%) ]

Table 1 Comparison of clinical characteristics among the three groups [ (x+s),n(%) ]
I RS HL ASVI(n=44) ASOVI(1n=26) 1EH: CVT(n=12) F/H/y P
() 56.11+13.01 57.35+16.07 55.17+16.78 0.106 0.899
Bk 30(68.18) 14(53.85) 7(58.33) 1.518 0.468
55 (kg/m®) 24.10+3.31 24.25+3.87 24.55+4.42 0.073 0.930
I RAFAE SR H B ABERT[E] (d) 9.5(6.0,19.0) 15.0(6.5~24.0)" 45.0(31.0~75.0)® 7.651 <0.001
P33 40(90.91) 18(69.23) 10(83.33) 5.426 0.066
M ER 8(18.18) 2(7.69) 4(33.33) 3.895 0.143
-2 4(9.09) 1(3.85) 2(16.67) 1.766 0.414
iR 6(13.64) 0 0 5.591 0.061
JABRE 6(13.64) 2(7.69) 0 2.176 0.337
iz g g 5(11.36) 3(11.54) 0 1.520 0.468
TR TR 4(9.09) 1(3.85) 2(16.67) 1.766 0.414
i) 11(25.0) 5(19.23) 1(8.33) 1.646 0.439
Fii A R 30(68.18) 16(61.54) 8(66.67) 0.325 0.850
PSR e EAY Sirl 13(29.55) 9(34.62) 2(16.67) 1.281 0.527
mEEHE e 11(25.0) 3(11.54) 3(25.0) 1.958 0.376
i 3k I 4(9.09) 2(7.69) 0 1.629 0.443
WAL ARAFVE LA BDIRES 40(90.91) 18(69.23) 10(83.33) 5.426 0.066
NIHSS #F-53 5.0(3.0,8.0) 1.0(0.0,3.0)* 1.0(0.0,2.0)* 22.669 <0.001
1 5 ASVI4IHILL ,P<0.05; 5 ASPVIALAT L, "P<0.05,
F2 3HEEBEEREHEXIERIEE
Table 2 Comparison of inflammation-related indicators among the three groups
2y ASVI(n=44) ASOVI(n=26) &M CVT(n=12) H/F P
RPER A, <1070 8.11(4.96,9.32) 6.21(4.60,10.08)" 4.32(3.70,5.02)™ 8.731 0.017
TR EL 40 A%, 10770 1.72(1.05,2.03) 2.05(1.25,3.08) 2.34(1.30,3.18) 4.002 0.168
40 3%, x10°/L 10.03(8.37,11.90) 9.23(7.78,12.20)* 7.27(6.21,8.68)" 7.359 0.047
FRAZ AL TTAL, <1070 0.57(0.40,0.89) 0.67(0.47,0.93) 0.64(0.42,0.73) 3.134 0.384
i /R %%, X101 215.0(185.5,270.0) 246.5(185.5,287.75) 209.0 (174.0,248.0) 2.895 0.631
NLR 4.31(2.76,8.09) 2.86(2.14,4.03)" 1.53(0.98,2.01)® 23.650 <0.001
LDL, mmol/L 4.77£1.09 4.49+1.22 4.21+0.71 1.436 0.244
ESR, mm/h 14.1(8.71,44.55) 12.40(7.20,34.15) 14.15(6.50,21.34) 3.246 0.411
CRP, mg/L 16.83(11.57,34.11) 10.19(4.18,22.86)* 5.94(3.38,11.81)® 11.809 0.003
PCT, ng/mL 2.88(0.75,11.72) 0.87(0.17,1.94)* 0.59(0.34,1.09)™ 16.336 <0.001

TE 5 ASVI4HAM L, P<0.05;

5 ASPVI ML ,"P<0.05,
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#&3 NLR.CRP.PCT %3] ASVI#1 ASOVI K3 &E 53 #f7
Table 3 ffectiveness Analysis of NLR, CRP and PCT in
Identifying ASVI and ASOVI

febE IGAME AUC  95% I REUE FESE PHE

NLR 1095 mg/L 0.668 0.532~0.804 0.833  0.447  0.020

CRP 0.54 ng/mL 0.792 0.687~0.897 0.841 0.654  <0.001
PCT 5.07ng/mL 0.775 0.668~0.882 0.455 1.000 <0.001
A 0.865 0.821~0.965 0.871 1.000 <0.001
1.0
CRP
0.8 PCT
NLR
= 0.6 SHL
&

0 02 04 06 08 10
1-F¢ 5

BE1 ROC #i%k
Figure 1 ROC curve

x4 AM/T2MECVT BEFBHIMEIL BEFEFEY
FRAEW) Z 1848 K 1M % IT Logistic |3 43 #7
Table 4 Multivariate Logistic Regression Analysis of the
Correlation between the Characteristics of Patients with
Venous Infarction and Biomarkers in Acute/Subacute CVT

Patients

EiEzD Bii S.EAi Walds HR{E 95% CI  P{i

FiRE 0984 1.290 0.580 2.675 0.214~33.483 0.446
’%@g‘ﬁ% 1.637 0961 2905 5.140 0.782~33.779 0.088
NLR 0.384 0.155 6.135 1468 1.083~1.989 0.013
CRP 0.013 0.014 0.782 1.013 0.985~1.042 0.376
PCT 0.299 0.156 3.754 1.419 1.003~1.835 0.041

2.5 APBERT NLR ,PCT ,CRP 5 NIHSS [ 5& &
FEZ M 2 CVT B4, ABERT NLR (r=
0.399, P=0.007) . Ifi. 7§ PCT /K *F (r=0.391, P=
0.009) 5 NIHSS #F 43 & 1IE AH ¢ . Il 7§ CRP 5
NIHSS 143 T A1 5 (r=0.190, P=0.217) . % 1F 4F
W PR ABE S B S, 22 0P Bl A 43 A 45 2R
7~ , ABERT NLR (=0.230,95%CI : 0.041-0.420 , P=
0.019) . IfiL 7 PCT 7K °F- (8=0.041, 95% CI: 0.003~
0.085,P=0.044) 5 NIHSS 143 5 1FAH 1

3 itig

AT FEXF 82 4] CVT & dh 47 1 Ak W i F
FC, FEVAG T I0TE 5 R AE A DG Y AR Wb
KV BRI AL R . R EBR, ST
ZiPE CVT # % NLR.CRP.PCT ¥l i & T 18 ¥
CVT & . AN, 2t/ 2t CVT g, i
7K1 NLR \PCT 5k 5L AH G , ROC 43 Hr %t

IR A8 2L AT R A T (AUC 43 51128 0.792
F10.775) , 1 H. NLR . PCT 5 A B if NIHSS & 2k
PEIEARDC, BLEH AT DL e 2tk 20 CVT B I
PRAER ™ SRR

CVT AH% T 2 ik it A4 55 25 0L, 1 HL A A
I B AR AR AL 53k A AR &, CVT
(1) Bof 1) % B EL A o e S DA R 1 B B 1
T, IAEA FrEek S0 , H & AE A I AT et LA
FEN S IRYT I PR B TR AR A R E ] Ry
1 MY 20 8 A2 55 THURERYT o RAEFIRIEA
Yk A AR PR s (R A L4559 ) R A4
EHGTTTIS R B8, —SFE 4T T NLR A1 CRP
FE S KA BE R PR SR, CTF AT TS 5 H
A I , W CVT BRI SRAR D

5&ME CVT ABEAH L, St/ 2 CVT
NLR .PCT.CRP H4 /il , iX J2& CVT 44 14 38 1) B 4%
WEHE o FRATTABIFZE 2 B, v b 40 A St &
P CVT Hff e BRE | BAR AP/ &% CVT
WA B A0 ek /D (8B AT S 02 3 bk L 40
JH 5 R AT ) A B, P B UK L A B 2, b
4 /L . R, WESF NLR 45 5L 0L F- o] DL e
DR BEAR AL . 2 AT 5T R I, Bl ks R A AL
IR T R J L A4 T B P A AE B S A R
CRP 1 4 B RAE 9 o] S A= D br s, 5 0 1055
PR I AT R, Bl R R AL U
FE A VR NI St B B3 0 R B AR RE
Bl an s CRP\PCT /K VI, Hifizif , AR 4% NIHSS
(315, PCT .NLR 5 XU™ S FE EEAROC . feil
() —T0 S B B 5% 2 B, CV'T 175 S 14 1L i 2 s 1t
IV VKA B8 AT e AR T 4 E 20 L iR L XA B
F CVT (7K I s ™, e A 5T, F6ATT % 1
I 3% CRP.PCT 5 Z /W 2Pk CVT & 1 i ik
FEBE 3 AH G o BEAh , ABERT VG PCT K V5
NIHSS & EAHXG  XUESE T Z B fFse 4 1L, ot
HE— 2SR T ARAEAE 5 5 R FEAH G 1 I 10 57 P
W rp W EAE ] o SR, CVT 55 bk i 442 4 28
(An % e Jok ot A4 3 it A4 2 ) EL A7 R[] g JRURS: R 2%
YA J2 i I ML AS: A S 110 JL P RIS PRI 3R (A i | Je%
ge A B RO B TR AR ) 1Y 3 W]
fIED S RAE AT AR 1k i R 4, AR il A T

M Z ,NLR.CRP.PCT ] it 5 & VE/ W & 1
CVT M3 0 kA 58 35 A1 6, J0 HO= A Be it
NLR F1 PCT J2& % A& i KA A8 11 7 57 T PR 263X
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B/ RNA-375 TR PRI 98 S8 o b ] i H v 2638 S
535 a0 i A ek

e B KT E* FFiH Houtk

(# Z] BM Wit MWK (AP) B35 4ME i h i/ RNA-375(miRNA-375) ik X 57 & &
P03 (ALD BIAHSCE . AiE JEE 2020 4F 1 7 2 2021 48 12 6t K2R BE AP 35 146 64
SER 2, )3 8 WA R ARG 3 45 24 S IR . E A P 4H IV miRNA-375 7K KR R 17 AP £8 25 1L 7
miRNA-375 &M i K1 L 20t A 382 S o fidt B R &0 3T 53 3 48 (APACHE 11 ) 3T 43 . Ranson 1743 . 2
CT M HEAEHU(MCTSID) , 43 Hr AP J23# 1175 miRNA-375 K V-5 €83 i K ¥ . APACHE II ¥4 . Ranson -4} |
MCTSI #5 BUHH KM, 7T Logistic B4 Hr AP 8.3 3 & ALL 952w B %, 32 0% T/EREE (ROC) 43 Ht
miRNA-375 Xf AP f & I & ALLITRINAME . 258 WL M TS miRNA-375 /K F 5 T R4, 2 86 5
P12 X (P<0.05) ; T AP(SAP) 5 3% Ifil 3 miRNA-375 . V& #3 i 7K *F- . APACHE 1l 14} . Ranson 14} .
MCTSI #5505 TR AP(MAP) i3, 22 3 359°8 Ge 112 2 L (P<0.05) ; AP 35 1L 7 miRNA-375 7K-F 5
VE K 7K . APACHE 1T 743 . Ranson ¥4 \MCTSI #8 #4341 1E #H 5& (P<0.05) ; —JG Logistic 71 54347 i
7, VEMTG . miRNA-375 T 4 AP & I & ALT Rl S7 fE s IR 3 (P<0.05) s ROC {145 27~ , miRNA-375
T AP 2 91 & ALL Y AUC i 0.810, Xf W 455 55 FE UK 43501 0.746.0.791, £5i8 AP B35 I
miRNA-375 54 ik, 5B E WG E R A &, B alfE A I+ & ALT B AR S

[REim] MR MUNRNA-375; BlE; 2t

Expression of microRNA-375 in peripheral blood of patients with acute pancreatitis and
its correlation with concurrent acute liver injury

CHEN Yingqun, ZHANG Weixing*, YIN Zihan, LIN Xuwei

(Intensive Care, Peking University Shenzhen Hospital, Shenzhen, Guangdong, China, 518000)

[ABSTRACT] Objective To investigate the expression of microRNA - 375 (miRNA - 375) in
peripheral blood of patients with acute pancreatitis (AP) and its correlation with concurrent acute liver injury
(ALI). Methods From January 2020 to December 2021, 146 AP patients in Peking University Shenzhen
Hospital were selected as the observation group, and 45 healthy subjects were selected as the control group
during the same period. The serum miRNA-375 levels of the two groups, serum miRNA-375, amylase levels,
acute physiology and chronic health status scoring system (APACHE Il ) score, Ranson score, and modified CT
severity index (MCTSI) in AP patients with different conditions were compared. The correlation between
miRNA - 375 level and amylase level, APACHE II score, Ranson score, MCTSI index, binary logistic
regression analysis of the influencing factors of AP patients complicated with ALI were analyzed. The receiver
operating characteristic (ROC) analysis was drawn to evaluate the effect of miRNA - 375 on AP patients
complicated with ALI predicted value. Results The serum miRNA - 375 level in the observation group was
higher than that in the control group, and the difference was statistically significant (P<0.05). Serum miRNA -
375, amylase level, APACHE Il score, Ranson score and MCTSI index in patients with severe AP (SAP) were

KRB a5 eth 5 4 5B RE LSRR FHEALR A (SKLKF202011)
Vet LR R FFEINER TR ESFH, S &, K 518000
*iBAEAEH 5k T2, E-mail : gdh4597@163.com
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higher than those in mild AP. AP (MAP) patients, the difference was statistically significant (P<0.05). Serum

miRNA-375 level in AP patients was positively correlated with amylase level, APACHE Il score, Ranson score,

MCTSI index (P<0.05). Binary Logistic Regression analysis showed that elevated amylase and miRNA-375 were
independent risk factors for AP patients complicated with ALI (P<0.05). The ROC curve showed that the AUC of
miRNA-375 in predicting AP patients with ALI was 0.810, and the corresponding specificity and sensitivity were

0.746 and 0.791, respectively. Conclusion

The abnormally high expression of serum miRNA - 375 in AP

patients is related to the severity of the disease and can be used as a predictive marker for concurrent ALL.

[KEY WORDS]

ZVEAR A (Acute pancreatitis, AP) e Ilfi FRE i
D BNERE Z — , A JRaVH P05 MRS, AT AR oAt
HIRe AR, S EH G I 2 A B YRR LR GRS
WEGEHE i, AP B g &1 T B g b 30, 6347 XU
K, 2 M 1495 (Acute liver injury, ALI) fix A %
DU, ALL AT B R i RAE A T S e 2% 4 Qi
SR ARIE— 2P N A B SERE N, BN AP SE T
R, K ER A AP I AR R S R
ALLIFBRRYT , S U E 2, /) RNA (miR-
NA) ZWNHEMEAESS RNA, T 22 58w Mk
B IS M A B B AR . IR AR,
miRNA 5 AP & 4E R JREVIASC , HABHAEF]
FH miRNA AT 08 7 S e 1 A BihE W A%
th miRNA-375 7 AP 3% I3 Pl s 3kik, HYS
PIHAEEA )G, (AT miRNA-375 5 AP & ALI
PR OCHE , A WA s . PRt , ARG I R T
PRUT, BTEMIGIR A BEI TR . BT,

1 AHESHE

1.1 —Bgek

PEHL 2020 4F 1 F % 2021 4 12 H b5t K%
I Be AP (B3 146 B R ULEE AL, 99 A bR 1fE 2945
& AP 2 ARIE" s K5 24 h WL s s 101 A ¢ 2
TE SR R B VG TR R[] A0 B B A
HAS 2NN IR KR  RAG A UL S 5 A
MRS EREA . HEBRRME & I8 1T D6k
AN SO e S IR E M s 7 d N RiE ik
R 251 25 9 45 ] BE 5 | & AT R 5 bk
i S s A5 R KR ) H 28 T PR 5 4 4
WAL . WEEL T 84 1, £ 62 B, 4 iy 43~75
% F45(61.28+6.35) %, & I PRI 13 1], /& 1L s
25, XFRELL T 25 44, 10 20 44, ik 43~75 %, F-
¥7(61.28+6.35) % T 2H JL 28 BE kL2 5 n] e (P>
0.05) o AWFITLBEASHEZ 3 St

Acute pancreatitis ; MicroRNA-375; Disease condition; Acute liver injury

1.2 i
1.21 BophisE

W BB — MR TR AL AR AR R A IRIE |
JIF ) fiE 8 #r [ 09 1% % 72 B (Alkaline phosphatase
ALP) . TN & &8 & 3L ¥ #4 1iff ( Alanine aminotransfer-
ase, ALT) . 7+ & it # K (Gamma glutamyl trans-
ferase , GGT) | K 4 % IR 2 FL % 7% [if (aspartate ami-
notransferase , AST) G IHZT K | | ML 2< S50 JEH
U A B A K8 P R BT 23 &R B (Acute
Physiology and Chronic Health Status Scoring Sys-
tem, APACHE Il ) ¥ 43 . Ranson #F 43 . 2L K CT ™
T 5 %0 (Modified CT severity index , MCTSI) ,
1.2.2 1L miRNA-375 4l

FAEZS IR IR I 3 mL , B0 (FJE] 5 min, 2
% 8 cm, % 1 1800 r/min) , BLIML ¥ , $E IS RNA,
HEAT e S-SR AG BEEE SOV, U fE N NS B, R
FH 22295315 miR-375 AHXF ik &2,

1.2.3 APJKIHE L : #2A AP (Mild acute pancre-
atitis, MAP)

REREUBEAN R, JC SAP IR IR E I, XA 4
MBSO R AF, CT B 58 m] WL S BT IE . S A AP
(Severe acute pancreatitis, SAP) : AP /45 #% B =iy
/BRI AIE
1.2.4  ALILZKibrifE"™

(1)ALT F1 AST J} 55 =3xZ2% 5 [# (upper limit
of normal,ULN); (2)ALP 8 GGT J}#&=2xULN, &
(1)5%(2) 7 ALL, ALT 1 AST i) ULN #4440 TU/L;
ALP /¥ ULN 4 160 U/L;GGT i ULN 24 50 U/L.

1.3 Giitghba

K G2 SPSS 22.0 Kb HEHE | - e
B o) A3, DL o K 3004 7 20 18] b s THECROR
M n(%) 3R, Lh Y K5 #1780t 70 Br 5 R H Pear-
son 43 M1 AH & ME ; —JC Logistic [71 5 3 #1 ALI 5%
KR s IZWN (R T 32110 TAERHE (ROC) T 2,
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PRHAUC VEAF XA U R, PR X (r=28.481,P<0.001),

MKE , LA P<0.05 22 554 G032 2.2 AEKETE AP B i miRNA-375 /K JE
A3 it 7K~ . APACHE 1l 3473 . Ranson #-43 . MCTSI
2 Z£R .
B
2.1 4L miRNA-375 7K s SAP 3 I35 miRNA -375 /K JER K F |

SLZL 2 1M 7E miRNA-375 7K -4 (3.49+0.68) , APACHE [l ¥F43 .Ranson PF4r MCTSIFE50Y B2 5
BE ST XA (0.5920.00) , 2R HGIT¥E TFMAPBRHE  ERASTHE L (P<0.05), WE1,

xR 1 AERE AP BF M7 miRNA-375 7K (& ¥ EE7K F . APACHE I ¥4 . Ranson ¥4 \MCTST #5 % (x )
Table 1 Serum miRNA-375 level, amylase level, APACHE II score, Ranson score, MCTSI index in AP patients with different

conditions (x+s)

VAR S n miRNA-375 JEA i (TU/L ) APACHE Il ¥¥43 (43) Ranson P43 (43) MCTSI #5 %k
MAP 75 3.1920.65 208.26+55.63 3.46+1.08 2.5120.84 2.2620.79
SAP 7 3.8120.74 313.69+79.64 7.09+1.57 6.25+1.12 6.38+1.05
11 5.386 9.314 16.351 22.905 26.883
P <0.001 <0.001 <0.001 <0.001 <0.001
2.3 AP HEIM7E miRNA-375 /K 5F-5 7E Wyl /K F- K2 APEREHEZALIMBEENN(n(%), (x+s)]
APACHE Il /43 .Ranson 343 MCTSI 5%k 1k Table 2 Univariate analysis of AP patients complicated with
AP 8. [fL 375 miRNA-375 /K - 5 % 3 ik - ALL [n(%), (o)
(r=0.643 , P<0001) _APACHE Il ﬂz é}. (r=0856 , Il R A5 AIE ALI(n=91)  JCALI(n=55) yx/tfHi P1i
. AE I
YA —
P<‘(,)'001) ~Ranson 1¥]}(V—0.830,P\<0.001) ~MCTSI <60 % 39(42.86) 31(56.36) 2506 0.113
F8%0(r=0.893, P<0.001 ) ¥ 2 1EFH K =60 % 52(57.14) 24(43.64)
2.4 AP EEIK ALL R0 PR
TS % 52(57.14) 32(58.18) 0.015  0.902
14? 7l AP 35+, 91 fﬁﬂ#ﬁ ALI, 55 i J 4 30(42.86) 23(41.82)
ALL, Jf& ALI [ AP SB35 LIS TE M \miRNA-375 e
KBS T ALLY , ER Y AS 5 X A 9(9.89) 4(7.27) 0.057  0.812
g 82(90.11) 51(92.73
(P<0.05), WLFE2, . ( (0273)
T e L
2.5 JC Logistic [A1/3 57 1 17(18.68) 8(14.55) 0413 0520
DL 7 R A ALL Sy B AR & LLYE B il AN % 74(81.32)  47(8545)
L FF I RETE b3
. N AR EL M 4 — .. JAN
m1RNA;37E? K AT 00 LOgEUC =1 534 ALP(U/L) 138.82+64.26  120.65+57.39 0.869  0.386
ZE IR R VERY B Al miRNA-375 T+ i AP SR & IF ALT(U/L) 159.32+71.08  151.07462.37 0711 0.478
% ALI ST GRS R (P<0.05) . L3R 3. GGT(U/L) 251.63+76.80  243.58+65.72 0.647 0519
. . s AST(U/L) 102.51£36.82 95073328 1226 0.222
2.6 TEK M .miRNA-375 % AP f# JF & ALI 1 -
A ‘(”llr;;l ) 29.84+9.65 28.72+843 0712 0.478
ROC #1477 , miRNA-375 Wil AP g & Jf  Mik¥3K
PR
% ALI [} AUC 4 0.810, 95%CI } 0.735~0.884 , [Z%f,ﬁm 12064351 11.35£3.07 1240 0217
- 0 A O EE g R R 4 RIS
cut-off ff] 3'3} » X D th‘# e - g‘ﬂ\ il 0y ﬂglﬂ(ﬂ)?;{'il;r e 1257381 11.50+3.42 1708 0.090
0.746 . 0.791 ; Y& F B 70 AP & 3 9 & ALL 1)
N é
AUC } 0.708, 95% CI } 0.608~0.875 , cut-off {H ((}ff(;ﬂogfiﬂ)@ 0.97+0.29 1.05£027  1.657  0.100
259.72 TU/L , XF W 4 5 B 0% BE 43 9l 4 0.711 FEME(IUL) 2825327249  221.47+53.61 5413 <0.001
0.736, WLKl 2, %i’:\??f)ﬂ 5.30+1.51 496128 1763 0.080
3 i’]'i/l? Ranson 43 (43) 4.44+1.08 4.15£0.97  1.633  0.105
MCTSI 554 4.36+1.16 4.09+0.92 1469 0.144

AP ﬂ‘ %&Hﬁﬂ%@ Iﬂgﬂgﬁ&j@ﬁ%%ﬁﬁ , L1 é%& miRNA-375 3.72x0.71 3.11x0.63 5.244  <0.001
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F3 AP EBEHEHE ALIME EZE Logistic B35 17
Table 3 Multi factor Logistic Regression Analysis of AP
Patients Complicated with ALI

iSES B1H SEH Wald Y5 ORMH 95% CI P{H

VERYEF 1374 0.527  6.798 3.951 2.083~7.495 <0.001
miRNA-375 1.779 0.551 10421 5922 3.824~9.172 <0.001

1.0

WiRNA—STS
08 R

= 06
E 04

0.2
0 02 04 06 08 10
1455k

B2 ROC %
Figure 2 ROC curve

JiE SN A B DIRE AT LR A A R B BERRAE
AP AT R R R 28 11 Dkt A , 5 1
ALL, T} AL 3235 [ it o K 2R 1 B B/ E H)
P, — 2D R, G REE AER
I, X AP &I AL T LA S5 AR

miRNA Z: 5 4058 ik T % — R 91
A B A B RE RS B g R B
B & B miRNA 855 A HE 38 50% LA |
M3 miRNA BA R E PRy B0 7 (58 A e i)
FEPE TR e 012 W & B s PEA 09 TR AR W
PR . miRNA-375 Z7E R 41 20 i 21 1Y 55
— > miRNA, ] 75 Ji i v sy B e S 3R ik
miRNA-375 75 R o 08 1 6065 98145 R iR 240 e 2
K B A5k, IR 9 e 5 2R 4w, PRI A
F 98 FEAE P AEBR . miRNA-375 B IR IK = % 1)
KFRM™, EAEMSE LI, AP B3 113 miRNA-375
3 B, BT TR s R A . A
SN, AP S 3 IfLVE miRNA-375 7K - B 2 &
ft B AR K, H 5 3E M i /K SF- . APACHE I #F45
Ranson P73 \MCTSI 88034 S IEAHSC, 5 FidRiA
—&, AWFSAE H, miRNA-375 AR 4
FEIR RIS 2R A Wb S R IS AR SR
RIPUE — AR R AR, X AP BB EVE T,
[E] B, A9 R T3 4 Janus % 22 R 25 FH IS (S 515
5 5 5 % 3005 2 A (Janus kinase/signal transducer
and activator of transcription, JAK/STAT) + $Ji #j %
BEAC S Dy hE L 0 E & R ARB, JE OB PEE 2R
JnE AP AN AR R, miRNA-375 Al fig
R AP 12 W BOw AR PRI B AE AR S .

AP TR RAME S B 05 CFF B A5 ) i A
2 J MR LV T A A — iy, AT R i R R
JEAMIE SR 2 — " DR HRGE , SAP BUE I &
A R IK 88.9% 1 . AWESE WK, 146 ] AP
T, 91 il 31 & ALL, & A% R 62.33% (91/146) , 5
FRIRE A S B IR SR PIEICE X, BT,
E A BFFE Al miRNA-375 76 AP (B 52 W 15 PF
W BIVERE , SR T LT AP I % ALT 9 T A0 18 74
KRR, AREFFTAF R R, AP S5 IF & ALL
#H IML7H miRNA-375 K B3 m T ALL#, H =t
Logistic [1143H7 i 7% , miRNA-375 FHi5 - AP 3%
Jf & ALL ST A 2R, #H miRNA-375 °] — %
FREETRN AP H 35 0% ALY B KU 5 i ZEHEHT ]
o | S S 40 i B AR BE 77 (o T 28 1 B A A6 A5 )
55, S B BV A, O T A At P B B TR, R BUIF
AN R, HED AP H 4 miRNA-375 i3 %
IR T R IE AT U5 T S RS & ALL, RS
71, miRNA-375 A 45 Hippo {5518 B 10 R 08
% Yes #1¢ 5 [ (Yes-associated protein, YAP) ",
MY AP 35 P25 £k m X6 A5 ¥ S S e e A T R
M2, A) 2 miRNA-375 12 3#F AP & 4= ALL I HL
il Z—. ROC £/ #r& W , miRNA-375 Fitiil] AP
B Ik ALLEY AUC 4 0.810, /& T V€ # Bi , XF g
FESERE BURE 3 9N 0.746.,0.791, #F— R OR
miRNA-375 X} ALI J& A= XU LA 38 e 041 {8, DA
T4 T AR SRR X T T it

Zi LA, AP R IS miRNA-375 54 =
ik, 5 ERE R EREA G, HalE NI R ALL
T AR 9, R T X IR RS % |
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DU N BEIES L Sy HLA FE I RE25 25 53 B

B4R B AT MWL R T

[ ZE] HEY W DUEABEISE R0 5 B HLA JER B 5 K550 2 7 5) i HLA 3 [H 4 15 (1) 5%
AR S . FiE AW AT A TR A6 T DR SNP Gt - £ IT Ji 36 (K 46 #h (imputation ) , 38
5 967 {51 il 25 4% 955 7 11 7 034 15 % BRAE 7S (9 MHC [X 0] 28 S 437 5 f 28 i HLA 254 L D R 85 1 32
] AR 3 BT 5 A% AR S 5 M G A ) DRI s R T AR TR AR S b vl b IX R 3R A I A A DGR A BT A R (4
833 /NI 435 K25 91 A 1220 /St B ) T B 25 A5 43 BT LA I B8 U5 A THE I 65 42 XU HILA 250 JE R R I
WESE L ) BREL R Y S S R T 4 . 53R HLA X ) 55 4% SNP 25 2543 1 45 51 [ 75 HLA-B X [A] 1§
TE A B 7 15 1s112974895 (OR=1.35; P=6.44x107) . 139266067 (OR=1.34; P=1.31x10°) ., fii%5# HLA
FE PRI RYZE 2 50 M1 e BLALT 4 A~ HLA 5037 3% [R5 5 il 45 8% 8. 35 G Bk, HLA-B*46: 01 LB i ol W 3%
(OR=1.44;P=2.98x107) , H: 4% 3 4~ it # & Bk 19 3% [K 3 ) A HLA-DQA1#01 : 03( OR=1.28; P=1.36x10") |
HLA-DQAI#01 : 04( OR=1.37 ; P=2.63x10"") . HLA-DQBI*06 : 01 (OR=1.31 ; P=5.32x10") , H.:tf HLA-B
TR A Ry DU Nt 45 A R R (R R Al 72 57 43 B & 3L, HLA-B 3£ 955 66-69-76 13 24 FE TR A4 B 1Y
PRSI Lys66-Arg69-Val76 5 fiti 45 1 % 955 2% U1 2B (OR=1.53 , P=1.92x107) , J& 5 JE 3 [H] 11 56 4 2 S 1
P75 . HLA-B*46: 01 5 Bk XU & 95 % VI AH ¢ (OR=0.33, P=1.13x10™") , {H Ho A F 5 il 45 A% i A e, &
BRI AP R . &3S ABFSUEW] HLA-B#46 : 01 21U AR 45 4% 5 L Y | [R) I 2% B 3% 5
PR R0 JiR IRV TR DR 1 R 05 T G T 77 3 B AR 1 S 5 A

(RSB ] g wifl Bk ; HLASER 5 IRV

A meta-analysis of HLA genotypes of tuberculosis susceptibility in Chinese Han population
LV Yubing'*, LIN Guowang', HE Peng', LIN Lijuan', FANG Yanping', JIANG Lingxiao'*

(1. Department of Laboratory Medicine, Zhujiang Hospital of Southern Medical University, Guangzhou,
Guangdong, China, 510000; 2. Departmeng of Laboratory Medicine, Panyu Central Hospital, Guangzhou,
Guangdong, China, 511400)

[ABSTRACT] Objective To study the HLA genotypes susceptible to tuberculosis in Han popula-
tion, and to accurately locate the key amino acid sites of susceptible HLA genes. Method This study carried
out inputation genotype on SNP chip date of Han population in northern China, so as to obtain MHC region
mutation site and classical HLA allele information of 967 pulmonary tuberculosis cases and 7 034 control sam-
ples; Logistic regression model was used to analyze the association between these genetic variants and pulmo-
nary tuberculosis; Based on the results of this study and the association analysis of pulmonary tuberculosis pub-
lished in Shanghai (including 833 pulmonary tuberculosis cases and 1 220 controls) , a meta-analysis was con-
ducted to identify HLA alleles at risk of pulmonary tuberculosis in Han population, and fine mapped the key
amino acid sites of susceptible genes. Result Meta analysis of tuberculosis SNP in HLA region showed that
there were two significant loci rs112974895 (OR=1.35; P=6.44x10"7") ,1s9266067 (OR=1.34; P=1.31x10"") in
HLA-B region. A meta-analysis of HLA genotypes in tuberculosis found that there were 4 HLA alleles signifi-

cantly associated with pulmonary tuberculosis, among which HLA-B * 46: 01 was the most significant (OR=

EAMAB ) A4 E LA XA B (2019B020231001)
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2.7 M HESR P ERARA, 5 &R, M 511400

*BAZAEE Tk R, E-mail : jiang-lingxiao@163.com



BNTWiER Tl 20224E12 0 45144 45128 T Mol Diagn Ther, December 2022, Vol. 14 No. 12 - 2155 -

1.44; P=2.98x107) , and the other three significantly associated genes were HLA-DQAI1*01:03( OR=1.28;
P=1.36x10") . HLA-DQAI1#01 : 04( OR=1.37 ; P=2.63%x10"") . HLA-DQB1%06 : 01( OR=1.31 ; P=5.32%X10") ,

HLA-B was first reported as a tuberculosis risk gene in Han population. Fine mapping analysis showed that the

haplotype lys66-arg69-val76 composed of amino acids 66-69-76 of HLA-B gene was closely associated with

the incidence of pulmonary tuberculosis (OR=1.53,P=1.92x10"), which is the key amino acid site of suscepti-
bility genes. HLA-B*46: 01 was closely associated to leprosy (OR=0.33, P=1.13x10""), but its effect is oppo-

site to that of pulmonary tuberculosis and is a protective factor of leprosy. Conclusion This study proves that

HLA-B*46: 01 is the susceptible genotype of pulmonary tuberculosis in the Han population, and it is also

found that this genotype plays a protective role in leprosy.The results of this study can provide new reference

for the precise prevention and treatment of diseases.

[KEY WORDS] Tuberculosis; Genetic predisposition; HLA genes; Leprosy

I 45 A% 2 G5 A% 0 AT TR I e 5 | A 1 1 P e
RGP . geit, kil 13 N0 RGL 4544
SR, I 10% 808 & 23k e i sl il 45
1, AR I3 T b T AR R 52 f IR AR
IBEE R ERPLT 2 2% B IR R BT A S5 A
R 5IRBERMRE ABRE UM M R
15t A% Gy IR R 2R S Ml A e A A DI

H T2 A 24 B I AT 0 42 58 R 2 OG0 B
(Genome-wide association study , GWAS ) #ff 5% 15 7~
ASAPI, WT1, DUSP14 55 3 R J2 Jifi 45 #% 1) 5 Jk Sk
R 3 & 0 B U 250 2 G K (major histo-
compatibility complex , MHC) [X [i] HLA-DQ/DR %
PRI 55 P A TE 2 I DG o FEDUR AR
B JF R T W00 45 4% GWAS #F 58, Heb db mtrp
O TR IE B9 MEN2., RGS12 & 1 i vt 338 1Y
ESRRB . TGMG6 & R N IW Gy EIE A . seah, b
HLO BT ST W UE S HLA-DR/DQ i [H] [X. 6] 47 7E fii
5N Ty IR AT R 22 A5 M7 55 (single nucleotide
polymorhpsim, SNP) , {H_I- i .0 W58 75 1% X [
FEARKS ) S5 g% W 2 GG 5 o J)— Wi Jrid
Ji& NAF HLA 5 Jiti 45 4% JCHK 43 Bk 55 HLA-DRBI*
14: 54 52 % W FE X, i & 8 HLA-A*01 : 01
(1=10.79, P=0.001) 5 fiti 45 &% A7 7E — & RHRPE"
IR TSR, AN [RMUF 5 (80 D05 N RE il 45 4% 2 ek
HLA FE R R 25 5, X AT Be 5 N A58 1
AN B [ HbS DUB AR 85 75 5 25 5 A G,
5t gh A A S E i HLA RS 35 R AT R B A

HLA SER gt () B AR FLAR G e 2o 7 v ke 3]
HEAEN, M HLA- TR IR ERZ B Z
Fofu SR e P 9 s e A= B VAR OG T 428 HLA 43 F
FEM T RIBAECHUEICH T AR, P s
HINE IR 2 ST T hUR RS G R SE R I

SR S B0 D L O B T BOUL A S
PREESI 22 5% o 1E HLA By JEEE A B, X Fif
IR NS POA AT B PR AE 5 o #1%F HLA
DXTR], S 73 A7 45 1 25 A R0 4 b LA R AR RE A 2
FLPR 22 A VAR B, Il i ST B KOS 20 € 15273 B
W 2 S HILA Ji TR 1) OB S IR 2 5, O ) BT
I S 01 B AR 3L BEOAS A A0 Bl

1 #RERE

1.1 ffFsEREA

A T 10 5 DR R R0 ok B GEO %8s P2 |
FEARYADUR N o i 12H 2 1 008 A~ J5 DU A Jiti
ZER 9% 1 (GSE83397) , ffi i ZhongHua-8 it F i#E4 T
LR 43RS, I 894 541 > SNP; X HRFE A KIE
12 398 4~ H it fil B 19 4~ & (GSE131670) |, fifi F
Human Exome Fine /&2 57305, £ 270 241 /> SNP,,
JRIXUi 2y 2% HLA BE IR 5347 FH 728 SRRV 51 82 1 276
A% BE L 28 (GSE119367) {4 ] Human610-Quad
O AT L A0, & 3 397 4SNP, il 45 4% 5 J&
FLRZEZ T R 40 A Ruijuan Zheng 25" N\ & 1)
b X DU A R GWAS 45 58 i 8 g
A 833 MA5 G 1 220 M HEXT R
1.2 HdlEms

F£ SNP )22 T 5 37 UK 22 55 3 3 A% (Minor
Allele Frequency , MAF ) /NT* 0.01 B 5L A 43 13K /N
T 0.95 1) SNP, Jf- 5% 3 fi 125 ey 1t Y A 4% 1 487 1) 47
SL(P<IX10°) s FEREARJZ T, B2 R SNP SRS %
fIXF 0.95 MREA , [7) B % [ ik A1 70 S5 I e A 22 5
R A O P Y £3 5 bR 2E 2 4 ) ;8
i IBD /3 #7 (identity by descent ) % 5 ¥ A 1] 1 2%
KR TE— o G %5k R REA (IBD H i K
F0.185) X v FLLR BE o R H 3R 458 i 1 A5 B
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J& X7 SNP % 4is #F 47 32 1 43 43 #t (principal compo-
nent analysis, PCA) , iZ 43T 1 556 1 000 Genomes
B 1 v b J5 U (Han Chinese in Beijing , CHB )
g J7 1% (Han Chinese South, CHS) A Bt h 2
R A B AL 75 B R AU 5 DU AR S, 2
B 5 6 BRALIE AT PCA, T RS PR ist A5 15
BRI B SrAr 44d H Plink 1.9 58 1.

A FE AU T3 U R U 545 I il 245 42 24 £
B 967 MREA (B 5 64.2% )% 803 621 /1> SNP, %}
WEZHOR B 7 034 DEA (B YR 51.5%) 7 47 982 4>
SNP; Bi#5 T HLA X [H] 345 1 389 1~ SNP 7] H T3
R Ab o WP ANEICHE AT T, e 19 5 17 397
A~ SNP. 114 4> DU A7 £ 53 B 28 HLA 55 A3 5 AU [
557 MRILFRNL M o A5 A0 DUBR Nl gh 4% B4y
Bres RS B IX A& RN 45 GWAS T HLA [X.
[ A 12 494 324 SNP, RIKUK 5 8% HLA [
ST AL AE 728 DRI 1] S 1 276 AR RRFEAS , L
A TS 235 4% 5 JRR XU 1140 5 JE% HIL A 5 DR R %o Bk XU
BAZ L R R R I 04T g, a4k 2 525 4> SNP,,
1.3 HLA 5L RURI R LR A s A b

A 5 3 OB 2 )5 6 5 YL 6 14k 28 % 34
Mb [X. 1] fi4 5 X B0 %6 4 , L Han-MHC 5088 24 0
PSS T MR (£ 21 378 AN FAAE B ) TR A %
T AR e PR FRHACHE 114 % AH (phasing ) A fi &b T EL Y5 fff
FHERIAS R4 1) Beagle5.2 #E47 . 1 kb5 H3k15
SNP & R 7 s, HLA %5 3 3k R R = Fh 7Ag 572k
A, AN BAREE I AN INFO>0.6 10 5 6 I 1
WEZE/NT 0.9 178 S 07 i 1R R Rk o
1.4 G5k

AT 5T B 38t A% By I8k 43 H SR T R R
(additive model) , BVAS [ 4 D1 %5 %) 45 o7 JE PR % T
B MR PR E A TR E - Z f . Seit2e
7R JE i 2 4 [ H 47 (logistic linear regres-
sion) , 73471 SNP . HLA %53 3 PR 784 5 Jili 45 4% 2 9 1
SRIRAE , BN ABFFE ABERT 5 A 2 o VE R UpAE
i, BRI 8 A AR A% 7 5 25 5 0 DG 20 BT 1 1l
(TP FIFHZEZE ST GET A ST S B T8 1) i
GERCHR AT T s e, 25250 B S B M e 4 P < 30 B
K F [ 8 B 30N B8 (fixed -effects ) , 7 W) 2% FH [
PLAL R (AR Y (random-effects ) o 38 32 3% P A1
e B A2 4 1] U5 43 B 6 I 56 58 B G B 5, G ofE
S A7 i 45 % R 9 A DG I DG B R 6 1 o ASIF ST
SNP ZE#40 M1 .38 PAEM 4x10°, i BA USG50

% P{H 0.05 & IE SNP % & )5 3815 ( Bl 0.05/
12494 ) ; HLA FE R #I i 28 7K S P1E N 6.76x10™ (Bl
0.05/74) o _FIRGETT 240 H1 2R H Plink 1.9 58 .

2 HFR

2.1 HLA X[ fili%5#% SNP 25653 Hr

33 1915 Xof R 4 A AR 3 PR US040 PCA 25 51l
7£ PC1 A PC2 H JC I W i AR 2 B4, Hoast f%
5t 5 1000 Genomes F 4 B b 50 DU N B Ry 42
i, UL TA, B SR AT DU BA S o 25 % 40 At
TN BB 5 DU N BEBA S (i b X))
P GWAS 253, HLA [X [A] 46 H 122 4~ SNP ik |
3 B H (P=4%x10"°, fix i & SNP A rs3135386
(OR=1.39;P=1.04x10"), WK 1B, K& o
SNP i T HLA T2 E PR X 4], i 12635 K HLA-B
X [8] £ 76 0 A 17 55 1s112974895 (OR=1.35; P=
6.44%x107) .1s9266067 (OR=1.34; P=1.31x10°) 5%
AU CBAEIR R T i 7K o

A w B
CHB 5
0.025 >

,,,,,,,,,,
£ 0000
-0.025
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PCl Chromosome 6 positon (Mb)

1 ERADTREZESTER
Figure 1 Results of principal component analysis and

meta-analysis

2.2 filigh ¥ HLA FERBIZE 56 5 Hr

X AL ECHE AT A T A5 1) HLA PR B R4 7255
ST, I S B HLA R R (4 457 5053 96K ) 3t
740> o PR Bk BRI 5 3 B (P=6.76%
10°) () HLA JE R R 4 A4~ WWE 1, % 1, H
HLA-B*46: 01 5 i 25 ¥ B Mk fe ot , 487 % 5%
A7 5 PRI AR B8 i — > DL B, A4 A fil 225 2 XU A
3N 1.44 1% (OR=1.44, P=2.98x107) , HA4> 34>
2 SE R Y B R ¥ 457 T HLA-DR/-DQ X [i] , 43 %]
N HLA -DQBI1%06: 01 (OR=1.31, P=5.32%x10") |
HLA-DQAI1*01:03(OR=1.28,P=1.36x10") . HLA-
DQAI#*01:04(OR=1.37, P=2.63x10") , Jt X % 4l
IR R B il 45 A% IR A 5 R 5 9 67 1L 1s3135386
5 HLA-DQAI1%01 : 03, HLA-DQBI*06 : 01 1% 1E
WM EY R (H5 HLA-B*46: 01 & HLA -
DQAI*01: 04 EBI X FRARSS , WAk 1, F T
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T BA B (14 4 4D T A5 , X HLA-B (1) 2 3L R v 55,
HEAT BAE AL A, 3 B3 A A R HLA-B %5 66 .69
76 3 B HE TR AR 1) A% L Lys66- Arg69-Val76 5
HLA-B*46: 01 5¢ 2781 (#=1.0) , HAELT7 BA B

AR A il 45 4% 1) 2 KU L &R (OR=1.53 , P=
1.92x10°) o 38 3 45 1132 48 [l 5S4 | 5 1F B4 A
Lys66-Arg69-Val76 (VE M 5 % B HLA-DQBI1#06
01 5 i G5 % MR AN P B 2

K1 AN HABRBESMERNEESNER

Table 1 Results of meta-analysis of four HLA genotypes and pulmonary tuberculosis

HILA S Bl 39N R BA S LR FEPR S (7))
AF OR 95% CI P1E AF OR 95% CI P1{E OR P{i  P./P 153135386 15112974895

HLA-B*46 :01 0.058 1.53 1.26~1.85 1.92x10° 0.103 1.36 1.11~1.66 3.25x107 1.44 2.98x10” 0.40/0 0.008 0.009

HLA-DQAI*01:03 0.092 1.28 1.10~1.50 1.77x10° 0.086 1.28 1.03~1.60  0.029  1.28 1.36x10™ 0.99/0 0.216 0.002

HLA-DQAI*01:04 0.047 1.40 1.14~1.71 1.14x10° 0.051 1.30 0.96~1.74  0.088  1.37 2.63x10™ 0.67/0 0.006 0.001

HLA-DQBI1%06:01 0.078 1.35 1.15~1.59 3.51x10™" 0.091 1.25 1.00~1.55 0.049  1.31 5.32x10™ 0.57/0 0.128 0.003

2.3 A% 5 R XU st 4 B

PR XU 32 PR R 50 5 i 4% 4% 25 A6 A B 4 R 58
EH 104 HLA SN, WE 2, 4301 &3, HLA-
DRBI1*15: 01 5 R XU 1) & B e A 2 3 (OR=
3.03, P=2.0x10"%) , {H 1% 3 P RULE i 45 4% 25 26 3 At
HOCHEE I AN 12 (P=0.69) o AN AR IR 28 25 43
Mr 280 8 10 44> HLA LN Rl | U5 HLA-B*
46 : 01 [F)FE5 R XU A7 A2 DCIBE I | SR T 122 35k TR 6 JRR
KU B R4 & (OR=0.33, P=1.13%10™") ,

HLA-DRB1*#15:01

30

20 same_effect

FALSE

HLA-B*46:01 TRUE

Leprosy-log10(P)

10

0
0 2 4 6
Tuberculosis-log10(P)

TE PIFP R B HLA G A e R . 21 (3 [ 53R OR fHTE
PN A (1 77 0] — 2 (same effect) , 2% 8 = ) /R OR (A 7E M Fh
Fe A rh 5L I (opposite effect ) o
B2 RS B XUE R KBRS AT
Figure 2 Analysis of the association between pulmonary

tuberculosis leprosy
3 it

il 235 A% S P W 2R 0 AL ) A% e P g, th J2
S H DX R 7 T3 AR B ) B B T . TR
() K A K R % 30 5 R A 3 A% B JEorE 3 TR A
FHY TR Ik B W D0 NI 465 4% 1) 5 SRk TR A T
SEPZ IR RS 2R

ABIF I3 1 ZE R AT, B AR GE HLA-B A
50T Sl il 25 4% 1 B G I, S 0 i il &5
Mo BIE I . HLA-BILH & T 48 HLA-12%,

Tt ] CD+8 T 2 il 1) 2 11 43+ 42 3 N IR AR, T
B RGN o Y 2 MR A SR I B 5
() 2 15T (B s ) ok 1 i A, I8 00 A 4
U5, CD8+21 L 75V T 20 i (%40 J5 32 1R £ 521X
PRI, 52 )5 10 IR 400 P S RE S 1 . HLA-B i
M ZBYER N E 2% 98 LI HLA-B*46: 01 55
A PR 5C 1 CD8+T 4 ifd 52 1 7F HIV e =
i RN e 1| SWA R 373 T A& A S g
o HIV g G2 TB /9 XU [ %, HLA-B*46: 01
TE TR AL e 590 1 B0 AL ) S5 [RE AR IR AT .
JBR XU 185 A 0 e i P TR 2 b A% g, B
JE AT K 2R A1, 1 F2 a8t B SRR 3 XX R e
9 I R A R BTk . HEAGE , o DU AR
I3 5 G A% Z ) A i R) 7 2 SRR R e {E A
SER I, HLA-B*46: 01 SRR RURFEAE SN, SR 1MT%
FHE PRI IR XU R P PR 2R BV A 32 6 PR 7R 4
LR FBURR AU XU A . Pl T DL, #F HLA S5 5
BKIACE , DUB 4542 5 BRI 8t A4 2ErE TE AR 4
FEIA AN A LB et A4 At ] 22 AR K .
AWFFEFFIE T HEA I FEA RIS R R D% A
HENl 45 4% 5 18 HLA 3£ 5341, WIE S8 HLA-B*46: 01
b Tr R ER UG AR B AT Gy BSE W5
SR D BORA LRI 91297 S LB S KR .
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o R & I 2 B e s FERE AL B8 % IMT 5 CK-MB.
hsTnl Bz CRP K F-HAH P

Fr EEH OMEE O ER

[ E] B B EMLE A H 500 bR R Ak 53 5120 bk I 2 R (IMT) 5 178 LR
it [] Tl (CK-MB) B SULES 2 1 (hsTnl) M C-J i 2 1 (CRP) K AHDCHE . A3k I #REERR
2B R A T 20 R B B 2019 4F 12 J1 2 2022 45 2 HIGA Y 118 41 i 100 B3, %o fR 8 A7 30 8 ikl 7 A
A I 1 ik Bl K o R R A5 B, K Ak 25T ) K oS R R Ak 201 I 91 0 ok o R R AR 4, DR A I AR TG
TC .HDL-C.LDL-C .CK-MB .hsTnl }2 CRP 45 5 /KF, it — 20 A A FEAH G . R Sl kil AR 1k
21 63 B, 5 Lt N 53.39% 5 JC 5 st ik ok AR RE AL 2 55 Bl , i Lok 46.61% o AL TSI AR IS AR T B AL
(BMI) . .[>* (HR) ., TG, TC .HDL-C .LDL-C . Ifi. % (GLU ) [t 22 5% To Bt 1125 7 L (P>0.05) , 301 8 Jhk of5 A
WAL ZH IS 4 &7 5K R LA K IMT & 3% = T o sl sh KA I fb 40, 22 7 G i 4 L (P<0.05) o S8l ik
FERE {40 /B & CK-MB . hsTnl ,CRP /K1~ ¥ 2 & & T LS sl BB FE R (L 2B 3, 2 R A ST 8 L (P<
0.05) . Ua4i i (75K .CK-MB . hsTnl ,CRP 5 3 8 ik IMT H A #1561 (P<0.05) , H&F ik K \hsTnl H A
TR EE (P<0.01), #518  CK-MB . hsTnl }2 CRP 7K V-5 & 1L & 5 52 35 1 P 12 00 35 0 ik o e i A
B YIAHOC I PR B 2 U)Wl LR e A o

[REIA]  SE; SBIKGREERE L ; #8755 1075 UL R T SIS EA; C-RMEH

Correlation between IMT and CK-MB, hsTnl and CRP levels in patients with hypertension

and carotid atherosclerosis

LI Xin*, WANG Yanting, QIU Xiuying, ZI Xiao

(Ward I, Department of Cardiovascular Medicine, Beijing Shijitan Hospital, Capital Medical University,
Beijing 100038, China)

[ABSTRACT] Objective To explore the correlation between intima - media thickness (IMT) and
serum creatine kinase MB (CK-MB ) , high-sensitivity troponin (hsTnl) and C-reactive protein (CRP) levels in
patients with hypertension and carotid atherosclerosis. Methods A total of 118 patients with hypertension
admitted to Beijing Shijitan Hospital affiliated to Capital Medical University from December 2019 to February
2022 were selected. All underwent carotid ultrasound examination. According to the presence or absence of
atherosclerosis, the patients were divided into the carotid atherosclerosis group and the non - carotid
atherosclerosis group. The levels of TG, TC, HDL-C, LDL-C, CK-MB, hsTnl and CRP were measured, and
their correlation with IMT was analyzed. Results There were 63 patients with carotid atherosclerosis and 55
patients without carotid atherosclerosis in this study, accounting for 53.39% and 46.61% , respectively. There
were no statistically significant differences in gender, age, body mass index (BMI) , heart rate (HR) , TG,
TC, HDL-C, LDL-C and GLU between the two groups (P>0.05). The systolic blood pressure, diastolic blood

pressure and IMT in the carotid atherosclerosis group were significantly higher/larger than those in the non-

AEF B R TARMFEELD LR A (7182131)
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*iBAZ4E % 2k, E-mail : lixin3250@bjsjth.cn

it

=3



- 2160 - NF W SR Ak

2022412 H  H 14

121 T Mol Diagn Ther, December 2022, Vol. 14 No. 12

carotid atherosclerosis group (P<0.05). The levels of CK-MB, hsTnl and CRP in the carotid atherosclerosis

group were significantly higher than those in the non-carotid atherosclerosis group (P<0.05). The systolic blood
pressure, diastolic blood pressure, CK-MB, hsTnl and CRP were correlated with carotid IMT (P<0.05). The
diastolic blood pressure was significantly correlated with hsTnl (P<0.01). Conclusion The levels of CK-MB,

hsTnl and CRP are closely related to carotid atherosclerosis in patients with hypertension. Therefore, these

indicators should be monitored closely in clinical practice.
[KEY WORDS]

sensitivity troponin ; C-reactive protein

AR AR 25 S A 1 2T B e s, ey
I 2 998 2320 AF T i, v IR 5 A 5 P A XL
JIER I RAE , 5 R HUARAREE ' Sk
B ACANAN R 5 2 29y ik P RS TR sk R A1 | PN s e
7B DL BT E SRS R, " S R BN R
BB ZURSE B, SO UESE AR A
AR RR B KR, S0 2 ik P A T A A
i ke 4 B B PR 8V oy 2 — IR A 4 B
AR E B O T LR O R TR (cre-
atine kinase MB , CK-MB) /-7 T HLAA & 5 JL
2 A DA S0 WL A Af 5T v, 212 W 3 ik o A i Ak
BN RAFA ISR LR A S LS
# [ (high-sensitivity troponin, hsTnl) 7K - /& f& &
Lo 7 B P RR A , hsTnl 2 Wi 21 O JULRE B8 f50Ek
PER' CRP & —Fh RAE R iRy, KAt m s
PR R AE 1) % A DA 2 20 B 40, B A 5 v ik
JEAET S ARG i ML A I 250 3 ko B hiE AL AR
# #0 sh ik N i P )2 )2 B (Intima-media thickness,
IMT) 5 CK-MB ,hsTnl 2 CRP 7K - B A e i 1 7
AYAT L DA A I DR v IR R IR 9T I U B LR
SR . BIHGE AT .
1 RS
11 AN

TEHX 2019 4F 12 H 18 #B R B R 7 B Jg b A it
IR BEBE 2022 4F 2 7 A B IR B9 118 491 v i R
&L B 66 1, 1 52 B, T B4R (64.36+
6.78) % o W ABRIE : OIFFA v & il BG4
A AR G2 Wibs " @k 2 F N R %252
1 LR IR T B R 23R T s QX AN [ B AN IR
5% o HEBRARHE : OFFEA I B DI REAELE ™ & 58
BB @Ak & I R R O e R
H DA 208 PRI B s QA
B @RS AR ™ A R O R A ikt

Hypertension ; Carotid atherosclerosis; Ultrasound; Serum creatine kinase MB ; High-

2225 YUR 2500 L R Yk AR R SRR . AR WTSE
Zbife M Bz

1.2 ik
1.2.1  Fish ke R

Fir A BB A B 5 ¥4 52 S sl ko t0 235 ) 1
PR AT, AR PR A 2 W TE33 R (4 2 3 )
AN, SR E IR IR 7 MHz, Vg S8 2 B
FEMAZ S ¥ 1) G e 00 4 57 L 75 00 s S ER R 5 L B
0150y I S G Ak 42 B [ G A, AR O BN 351 By
bk . 300 B0 ok 43 3L 30 Bl bk DA S 34 B kA T
PRI o T X0 351 59 Jpk 43 S B 10 mm &L, 43 53] )
17 OB 35T 2 bk 3 A4S0 3l B BT R IMT, 11531
i o BEHE SR Jmy BRAA: 0] 75 25 48 22 fh 457 1, T2
M 1.3 mm &L E, LLIMT A 0.9 mm K DL 1 F
W 2 A5 S 390 Bl Tk RE S R AR o . DL IMT A& 15 28
0.9 mm UL b AF R 350 50 ok BE 14 R AR fE . SR FH 3
ik IMT J& £ 0.9 mm DL | 5§ J& 75 77 76 2 3 ik B
e Sk A ) WK 2 ik s A A8 Ak, i LR AR SO )
53 R 3B ik ks B B Ak 21 | I 35 Bl Ik ok A i AR 4
1.2.2 BRZRIfG R A6 bR e

A5 M AR IS R T 5 48 21 (Body Mass
Index , BMI) ..[»*% (Heart Rate, HR) Wi 4 JE | &F 7K
R4 o R bR AE & ORI A & B I
JE g A I mi AR S 5 min, L0 3 Wk (8] R
4 2 min) , iHECFEIE,

1.2.3  SLEE bRkl

HCER 23 M FR K UL 3 mL, 250 248 10 em,
3 500 r/min B0 5 min, B2 0005 W, 2R FH %
K 0 £ 2% H 90 = R (triglyceride , TG) | & JH [#] fi5
(total cholesterol, TC) | = %% J& fig & H AH [& 5 (high
density lipoprotein cholesterol, HDL-C) . {i %% [ JIg
5 M M [& 5 (low density lipoprotein cholesterol ,
LDL-C), {83418 4 A sh A4k A A (H 57,
7060 1) R & A T LI IKBLEEAE A R A
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F) 5 >R FH LAk 22 B 92 R O I I 3 LR 5 it )
I (creatine kinase MB, CK-MB ) , {¥ %% & [X Hi, {k
22 RO6 H B gz A AR B A R 65 R AR
R ICTIORE - He 92 Ao I 2 000 2 8 VLSS 2 11 (high-
sensitivity troponin, hsTnl) , {3 #§ % £ ff 1 ARCHI-
TECT 200 ; 2% FH it 56 G 75 W B2 AGr i C- sz vy 4 1
(C-reactive protein, CRP) , i3] & W H T L iR
FEEWARRA T B R 4 4 R I 1540k
1.3 Gil2#irik

I HT SPSS 20.0 GEit b A aei Ak B, 05T
BRI n(%) Fm AT R THERORER ] (x+5) %
7N, R K5 AH SR 53 B R Pearson AH SG 43
Mk, LA P<0.05 223 A et 3o

2 #R

2.1 Kok RERE L 7 2 b2

28 ik ok BERE AL 4H 63 6], 5 HE N 53.39% ; TG
B kR REREILZH 55 141, /5 HoN 46.61%
2.2 WL L TR LR

WZH F ) AF# . BMILHR . TG . TC .HDL-C .
LDL-C.GLU #4254t it27 5 L (P>0.05) , #
Sk o A R A A U R R 5K R DL R IMT 8 32
TR Bk FEREfL AL, 22 A G it 2FE X (P<
0.05), WL#E1,

x1 MABREELABER (x5)
Table 1 Comparison of baseline data of two groups of
patients (x+s)

M kokre oIS
it H fififal ikl iy {6 PIA

x2 MABELREIEREE (vs)
Table 2 Comparison of laboratory indicators between the

two groups of patients (x +s)

(n=63) (n=55)
P () 32/31 34/21 1.448  0.229
EE(2) 61.97£3.90 60.83+4.67 1444 0.151
BMI(kg/m’) 22.96+1.63 22.71+1.26 0.921 0.358
HR (bpm) 73.52+8.41 74.96£9.32  0.882 0.379
i (mmHg)  147.9129.33  135.25£7.47  8.056  0.000
#Fik)E (mmHg)  92.6129.63  84.35x11.73  4.199 0.000
TG(mmol/L) 1.32+0.28 1.26+0.29 1.142 0.255
TC (mmol/L) 5.40£0.43 5.53+1.04 0.907 0.365

HDL-C(mmol/L)  1.14x0.47 1.05+0.33 1.223 0.223
LDL-C (mmol/L) 3.04£0.68 2.93+0.72 0.852 0.395
GLU (mmol/L) 5.08+1.12 5.12+0.73 0.226 0.821

IMT (mm) 1.22+0.25 0.89+0.19 7.980 0.000

2.3 PR A LI EIEbR b

51 5 Jok ok #F i Ak 21 H 3 CK-MB  hsTnl, CRP
IKF- 35 5 2 8 TS s kR RE AL 2 R, 25 5%
HEi2#2E L (P<0.05), W2,

o ) CK-MB hsTnl CRP
(U/L) (pg/l) (mg/L)
koAb 63 18.06%5.13  1.29+0.42  5.11%3.40
THENWKEREREILZH 55  12.35+2.71  0.80+£0.32  3.92+2.20
t1H 7.399 7.047 2.220
P{H 0.000 0.000 0.028

2.4  FiZPK IMT AP

W 4 % 47 9K & . CK-MB . hsTnl . CRP 5 #il 5
Jik IMT EL A5 A0 A% (P<0.05) , Ho i &F 5K JE | hsTnl
HA W E M (P<0.01), W3,

®3 HEBKIMT HBXESHT
Table 3 Correlation analysis of carotid artery IMT

i H r P
W4 e 0.396 0.045
5k IE 0.513 0.002
CK-MB 0.215 0.023
hsTnl 0.545 0.000
CRP 0.235 0.022
3 itip

Bt 5 3% Rk B 25 M AR A 5N 1 2 ik,
ey I 0 FE 3 2 T, TR AR AR D
I R IR L0 50% LA E . @il Al S 30 iz
BLBEZZ 461, F2 151 o Jik s A0 119 & A o ot e 4 B[]
PN T AT SO A PN R A, K R B RO B 1
PRARYE . 202 Jok k75 Az R HG ] B i LA 2
T PEH 1z W F I R, 38 A 6 IMT & ]
PE 7 Sl bk oK R B A AR | AH SCF 5% 2 B IMT J2& 0
ML BRI TR KA ST R PR, CK-MB J&
CK 0 UL SV ) T, Sk — b MV, Jii A5 3E
S0 IR SE S 3 0] S 3O T, hsTnl 294
6% M MK UF B R, AR N WL 254 R0 3 P R 2 Y
(R 585 26 1T JLZ0 OS2 458 I LY, 22 T 3 ko
FEREAL K AE 4 h IWF UG BT, S ek J % VT A
KB CRP & —Fh R AE I F , B S 815 4 1)
AE , T DA Bh bk ok B A A 5 B AN i, {0 A F
FE R H R T R R BT B (T R 2 —
A SR Bl Bk o A BRE e, R e ) B R TS )
BfgbR 2z —"

A 5T 45 SR 9 Sk Sl ko AR RE AL 2 63 1], o5
Lt R 53.39% 5 TG 30 8 ik oks Ak 41 55 1], o5 LA
46.61% o AW 58 45 S B 7R W4l BB 5 P I LA R
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BMI . HR .TG . TC .HDL-C .LDL-C .GLU #5225
ANEA G5 L, s ks RE AL 2 i 4 1 &7
ik DL K IMT (838 T e i sl Bk ok AR AL 41, 53X
R AR I L B N e S )
7 591 20 Jok 5K A i £k 41 HR # CK-MB . hsTnl ,CRP /K
- $5 4 25 R T BB koA A R AL 4 R R X 5 ]
AR AR FLAK IR » I SE 38 55 DOV 50 245 S HoA AR
A3ATT D R AT B SR PR Ry i i A5 I sl bk o A il Ak AR
U I B A 8 B e IO B 2 RS MR
AR S H 200 = A A T B0 LB R L
Ft 3R 05 0 AR ZE D fig L 900 Wk £ FH 3o 2 B
O WLEF R, RIS H BUR A BLG O LA R A2
F451405 , K i CK-MB FH 5 5 & I A 51 20 ko #
1 Ak, £ 35 50 3 Ik P9 A A S B B0 e Bl A B e
4 B A B 2E , RO IR A BLA N
hsTnl F5 5 i LA 5 30 Bk ok A AL £ 35 10 45 PR e
ZE, K52 30 S S LR, R I
BN R T - AN AR G, A
7= CRP; g IR o I A IR 3R R G h ey &2
AP TR, I T ORI A A L,
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kA INEE OIEB X mE*

(# ZE] BRI RS OO # AN I T (B UNK 40 M L 1] DL K I/ RS S B A 3=
I DA MR T TCRCT AR . TR BRIl SRR A R B i N R B Y 22 ] 1/
i TC ) S A TR) A 35 B 33 48] L/ IN A T A A R A Sy X R L e K A A DN G 2 R
HME I B 40, NK 40, T 40 A Eb A ) AR F T AR e v i/ INBCRe Sk . SR ol
SN SR BT R BH M 2R e v T AN R A AR AL, 22 R G X (86.36% vs 15.15% , 1=27.22,
P<0.05) ; 76k UL A0 A AR f v, A X A 84, JEAK 4 B bk 2 40 A L 481 FF 157, CD3°CDAYT ik B4 40 i e
i F %, CD3*CD8 T #k L 41 g L 51 1155, CDAY/CD8” FE AR T B, CD3™T ik B 40 it A NK 41 L 1) 22 53 G 4t
TR X (1=1.864,0.05185, P>0.05) o Z5i8 ML /INHRRE S P e A4 199 77 A R I 28 200 oSI98 AR 76 i/ s
MR T TR KA AR RV AR A B TR R I RIRYT .

[SEER] i/ TCR /IRy S PB4 s T/B/NK 4 il

Changes of platelet specific autoantibody, T, B, NK cells in patients with platelet transfusion
refractoriness

ZHANG Ling, SUN Qingzheng, WANG Xiaozhen, LIU Jiajun*

(Department of Hematology, The Third Affifiliated Hospital of Sun Yat - sen University, Guangzhou,
Guangdong, China, 510630)

[ABSTRACT] Objective To detect the proportion of T, B, NK cells and platelet antibody in the
peripheral blood of patients with platelet transfusion refractoriness (PTR), and to explore their possible role in
PTR. Methods 22 patients with PTR admitted to the Department of Hematology, the Third Affiliated Hospital
of Sun Yat-Sen University were chosen as case group and 33 patients without PTR were control group. The
proportion of T, B, NK cells in the peripheral blood of patients in both groups were detected by flow
cytometry, and the platelet specific antibody in the serum of which were detected by solid phase agglutination
method. Results The positive rate of platelet antibody in the case group was significantly higher than that in
the control group (86.36% vs 15.15% , y’=27.22, P<0.05) ; For the aspect of lymphocyte subsets changes, the
proportion of B cells increased in the case group, while the proportion of CD3*CD4 T cells decreased, the
proportion of CD3"CD8"T cells increased, the proportion of CD4"/CD8" decreased. There was no significant
difference in the proportion of NK cells and CD3" T cells between two groups. Conclusion  The generation of
platelet specific antibody and lymphocyte subsets changes play an important role in the pathogenesis of PTR,
and will provide promising references for the treatment strategies of PTR patients.

[KEY WORDS] Platelet transfusion refractoriness (PTR) ; Platelet specific antibody ; T/B/NK cells
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TH UL 40 0 4 L (ALL) O f61], 55 18 5], % 15 44l , °F-
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TG WA AR A LR 2B R 5 — R BeAH
KACHER
1.2 ik
1.2 HESNAML T B NK 413 L A8

¥ EDTA HU 864 2 mL #MF I, PBS ¥ Uk %
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Table 1 The expression of platelet specific antibody in

patients received platelet transfusion (n(%)]

201 n PR = BpER
ToR 22 19(86.37) 3(13.63)
AR 33 5(15.16) 28(84.84)
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Table 2 The Proportion of T, B and NK cells in peripheral blood of patients received platelet transfusion (%)

215 B ZJify CD3' T CD3'CD4'T CD3'CD8'T CD4*/CD8* NK 4 ity
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P1H 0.001 0.0679 0.001 0.0068 0.004 0.9588




TSR AR

2022412 H  F 144 55121 T Mol Diagn Ther, December 2022, Vol. 14 No. 12

+ 2165 -

Ay B 10 CZ:w
~ g
s % 80 g
~ D = =

S g =40
B = °
z 3 o

310 o = 20
@ g S
o o)

0 0 g8 0

vy &4 G s il eyl eyl

O
)

CD3°CD8' T cell ratio (%

60 E .5

N

.20

40 E
a
9] 1.5

20

NK cell ratio (%) TV

=
w S &

10
o

0.5
0 0.0 0

TERCE AT R AL TR il TR ARl

A BRI L5 B o CD3'T kL4 iR L 491 ; C 2 CD™CDA'T ik L4 i LL 9] 5 D Jy CD™CD8'T itk L 244 Jitd L 451 5 E 2 CDA47/CD8”

FC{E s F o NK 4 45 *P<001

B f/hREESESMNE M T.B NK AL B (%)
Figure 1 The Proportion of T, B and NK cells in peripheral blood of patients received platelet transfusion (%)

PTR &A= B UL Ji R0 455 FF 4 93 DR 28 A 2
R AR5 R 2 HLA Bk #4 IR FH4T
I /NAR 25 4 RGBT HE SR ECPE A P B I
(DIC) % , 5 35/ H FE 3k 22 sl il SR, M i
o | /N i TR TG Ak o o S T 3 4 s IR AT X
i T IT AR = IR T ROR . e R R
TR R A S e | RIVAG 3 A S IRAE I AR, VR
[ Ao S AR B L, 75 A BLAAR 19 [ o S A S 88 S 7, DA
T3 B/ A e

I /N 2% T 45 7 A 2 A4l i T R (HLA) | IfiL
IR S PEBTR (HPA) |, A 7= A= (%) HPA ik (HLA
PUARFI HLA/HPA & A5 Uil X 2o {4 2 T 30 oAk
kAR R A AEARE S T IRATT A
TN K T TR RN A R /AR AR S P A
(P HPA HiiA) B3R, K B TCRCAH /N 4 5 1
Uik BHME R B B 5 T 504 (86.36% vs 15.15% ,
P<0.01) , $&7R I/ INAR R S B A £ I /DN il i 1 G
BMoh kR EEZEAER, SR MRE AT HK L
0 AN I /N S S e A R v AR oL /AR A
BT i N i v TCRL KA o

I/ A 73 A Y [ o S A 928 75 22 )3 3
FVELTE A8 5 TR B i /R BT K CDA'T 41 fifd
CD4"T 40 380 J5 B ik ok i B Ik EL 40, B 40 i
HE— 25 43 Ak B2 A0 M, A e e A G % BR B
G (IgG) LA, X BT 1] 25 & /MR 22 18, DA T 5
SR/ il R TEA o

H 1 & F AU ™= A R P G 8 527 i AL i AN
B HUL, AT M T /MR e B AN R
T B A1 NK 20t b, DL it /N B i e s80nT g
MG E R . 9T & B, /N B T G5 8 & 4
JEL it B bR B A LY L Bk AR i T g —
oAb RS AN, A /N B BT AR DT 5 R i /)N
0 v TCRL, 45 I PR b m e R 2 B PR A
/N S R

T I EEL AT LA AL A 0 L G2 AT G vh % 4%
FEEAEH, CD3AUAFAE T TR AN m , 2 541
JE TR R 5 S o T b U2 &4t S 4 S il B 42
T I O 440 R0 200 L 50 T bk L 40 i, CDA4 Syl B P
ARG NI O SR Ty T = 7 S 7 s B N 0
AN, % B T Ik B 20 B fb BRss AiifL, CDS
S A MRV T IR EL A0 AR Y 3 BRI, 0 A A AN
K2 5 fess . A5 CD45 &l TR itk
ELZH L, CD3 #ric T Wk EL 4, 48 )5 i 1 CD4,CD8
FRic CD3"CDA T ik EL 41 fifd , CD3"CD8'T bk EL 4l i,
S3HT T K EL A0 S AR Ak, B PTR R A A
CD3"CD8"T 4fi jfd LL. (513 % , 1l CD3"CD4"T 4fi }fd Lt
BIAIG, 27~ CD8 FH 1 T Ik 4 41 i 7 1/ Nl i v TG
e R R AR, SIS GEMST . CD4 FH
T 4115 CD8 FHE T 41 i i) o B AR 45 s A -, I
17T A FEATLAA (%) 20 Jf e 3 o A9 2 3/ N AR B 1
TeRL A CDAY/CDS" HLAE T, T bk 2 200 g Eb 71 2
fir,CD8" T bk LA AL =5 , £ 0F B 40 3% 1 7= A bt
{UNNINTITRS W (IR Eipe o v 5

NK ZHMIFR F SR A5 20, 2L 2 1) e 4
Jid, CD56 52 NK Al i) & mtnE9 . HEET NK
A AE PTR H AR FH v AS B, ASF 9 1 A L8 2|
NK e i/ IR 8 P B 22 55, AT RE S AF S AEAR
R G, Ak W TP RAEA S E— 20 B i NK
2 B L VAR i T AR R B AT R AL

ZE TR /MR RE SEPEPUIA SRS T B ke 40
S5 A I VAR 1 T A AR L (R
AE ML M AT . 25T i MR ek
() A HE R, A B T30 AA YT i/ MR e

S 3k
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(# ZE] BHH WFR CTHEESEE B8 IG AR HRE 52 Wnt/B-catenin 38 F§ A5 1Ml 457587 A (19 ¢
R, Ak 20184 1 A £ 2020 4 12 A4 B R BCER S L 1 = E R 4w HEIiZ W
B B TR AT S, R AT HEAT CT 1 USRS 25 IF I 4 1f 3% f2 (BF) B2 M 25 1 (BV) L 3k W ) 1]
(TTP) . °F- ¥4 4 i [8] (MTT) 5 AR S5 i 4 5 98 220, 42 Wntl . Wnt3a | B-catenin ,bFGF , VEGF [ mRNA
FIRIKF- R m A% (MVD) . &R TNM M B0 CTHEFSEBF . BV & T TNM 1 ~ 1T # 5
Jii , TTP MTT AR T TNM I ~ LA B9, 22 S it 22 5 L (1=5.793 ,2.668 ,2.057 .4.975,, P<0.05) ; {471k
B G0 CT B 80 BE BV ¥ T 404k B e, TTP MTT R T Hh i 04k B, 22 58 St 24 L (r=
4.772 .2.668.2.231.5.520,, P<0.05) ; B fG 2141 BF .BV 5 Wntl . Wnt3a . B-catenin .bFGF . VEGF /) mRNA
FEIKIKE B MVD K 5L TEAHSE, TTP . MTT 5 Wntl . Wnt3a . B-catenin ,bFGF , VEGF ) mRNA 2k 7K
S Je MVD 7K 34 2 fUA 56 (P<0.05) 5 B R 4141 BE BV= 5 H fE#5 OS M PFS F (X T BF .BV<H
PEER) B, TTP MTT=H 308 B34 OS Rl PES K& T TTP MTT < 5 B , E R A ST &
X (P<0.05), Z&it B CTH#ITESH BE. BV . TTP MTT 254k 5 TNM 708138 n 43 A0 T2 BE A M2 AR
TEWUE AR B 5%, Wnt/B-catenin 8 5 9L B A2 5 CT TS BN A LA

(kiR B, CTHEEMMSE ; Wnt/B-catenin i 5 1M H74:

Relationship between CT perfusion parameters and clinicopathological features and Wnt/

3-catenin pathway mediated angiogenesis in gastric cancer
CHEN Simin, LIN Huaixiong, LIU Changhua*, LI Liang, LIN Jiankun
(Imaging Department of the 73rd Army Group Hospital of the PLA, Xiamen, Fujian, China, 361003)

[ABSTRACT] Objective To study the relationship between CT perfusion parameters and clinicopatho-
logical features, Wnt/B-catenin pathway mediated angiogenesis in gastric cancer. Methods Patients with gas-
tric cancer diagnosed by pathology in the 73rd Army Group Hospital of the PLA from 2018 to December 2020
were selected as the study subjects. CT perfusion imaging was performed before operation and blood flow
(BF), blood volume (BV), time to peak (TTP) and mean transit time , MTT were measured. The gastric can-
cer tissues were collected after operation and the mRNA expression levels of Wntl, Wnt3a, -catenin, bFGF,
VEGF and the level of micro vessel density (MVD) were detected. Results The CT perfusion parameters BF,
BV of TNMIIl gastric cancer were higher than those of TNM [ ~ I gastric cancer, and TTP, MTT was lower
than that of TNM I ~ Il gastric cancer (r=5.793, 2.668, 2.057, 4.975, P<0.05). The CT perfusion parameters
BF, BV of poorly differentiated gastric cancer were higher than those of medium and high differentiated gastric
cancer, and TTP, MTT was lower than that of medium and high differentiated gastric cancer (1=4.772, 2.668,
2.231, 5.520, P<0.05). BF and BV were positively correlated with the mRNA expression levels of Wntl,
Wnt3a, B-catenin, bFGF, VEGF and the level of MVD, TTP, MTT was negatively correlated with the mRNA
expression levels of Wntl, Wnt3a, (-catenin, bFGF, VEGF and the level of MVD. The OS rate and PFS rate
of patients with BF, BV = median was lower than those with BF, BV<median, while the OS rate and PFS rate

EAMA AT EFHESEEAEERB (L TA[2018]296 5 )
Ep e PEAARMAEGES LT =0 EERBEA, 482, 11361003
*@AEHEA 2 B 4, E-mail : liuxinge@126.com
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of patients with TTP, MTT = median were higher than those with TTP, MTT <median (P<0.05). Conclusion

The changes of CT perfusion parameters BF, BV, TTP and MTT in gastric cancer are related to the increase of

TNM stage, the decrease of differentiation and the poor survival prognosis. The angiogenesis mediated by

Wnt/-catenin pathway is related to the changes of CT perfusion parameters.
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K FH RIS 15 1 7 AT R S BT Bl 7
LRI F AR5 24 K R IR Ry 2022 4F 5 H 31
H. MviZaoiFit kg2 R st i
Joitt e A A (PRS) ALE A A7 401 (08 ) .
1.5 Giile#abs

K SPSS 23.0 lRAS AT G124 A0 B, 1 %
BELL (e £5) ZR7R , 41 1) U AR FH A ST AR AS ¢ A 2y, A
F 53 B K A Pearson £ 56 ; PES £ OS % | K-M
£k R, AL IA] Hb 3R log rank K256 . P<0.05
REFAGIHE L,

2 #R

2.1 R[]I R B AE B R CT 3 S 507 i
TNMII 1 551 CT =S4 BF . BV & T
TNM I ~ 11 8%, TTP MTTAL T TNM [ ~ 11



- 2168 - BT EWi SR T4 20224E12 0 45144 45128 T Mol Diagn Ther, December 2022, Vol. 14 No. 12

i, 2258 G F 3 L(P<0.05) 5 {R 431k 8 9 1
CTY%%E?‘RﬁBF BV ¥ T o4k B 9 TTP
MTT R F @b B, 22 78 ST # 8 L (P<
0.05), WLE1.%E1,

B CT#EEmGH 8RB =R
Figure 1 Typical gastric cancer cases with CT perfusion
imaging
F1 FEGKFEFETRE CTETSHAILER (vs)
Table 1 Comparison of CT perfusion parameters of gastric

cancer with different clinicopathological characteristics

VEGF Rk K- Frm b B4, =5
AT FE L (P<0.05), W2,

R2 ARIEKFREFESEAL S Wntl  Wnt3a,
B-catenin .bFGF, VEGF R iA 7K FEHIELE (v +5)
Table 2 Comparison of Wntl, Wnt3a B-catenin, bFGF,
VEGEF expression levels in gastric cancer with different

clinicopathological characteristics (x+s)

FHIESY2E n Wad Wnt3a B-catenin  bFGF  VEGF

P
% 45 1.60£0.30 1.59+0.32 1.48+0.32 1.51+0.31 1.69+0.36
oL 35 1.54+0.32 1.56+0.34 1.53+0.37 1.49+0.33 1.65+0.33
oD 0.862 0.405 0.637 0.279 0.511
P{H 0.391 0.686 0.518 0.782 0.611
AR

=554 48 1.55%0.30 1.62+0.31 1.52+0.36 1.49+0.32 1.65+0.34
<554 32 1.61x0.32 1.66+0.35 1.48+0.31 1.52+0.29 1.70+0.31

(xxs)

DR n (10%2[-?;];11)] Loy (& (o
5

B 45 11245£14.11 11.34£2.81 10.84+4.81 10.44+2.84
I 35 111.11%13.84 10.83+2.92 11.15+5.24 10.60+2.91
i 0.413 0.105 0.276 0.249
Py 0.681 0.917 0.783 0.804
R

=55% 48 110.82+13.77 11.05%2.75 11.21+5.12 10.61+2.84
<55% 32 113.43£14.02 11.22+2.84 10.62+5.28 10.36+3.01

tH 0.824. 0.239 0.513 0.307
P 0.412 0.812 0.609 0.760
TNM 7344

[~1 30 99.74x12.15 10.03£2.47 12.45%5.29 12.44+3.31

I 50 119.14%15.72 11.77+3.01 10.09+4.92 9.35%2.09
t{E 5.793 2.668 2.057 4.975
P{H 0.000 0.009 0.043 0.000
oA

{534k 46 118.23£14.52 11.8422.94 10.15%3.52 9.12+2.25

P e 34 103.25£12.75  10.1422.72  12.09+4.12 12.39+3.14
2N 4.772 2.668 2.231 5.520
P{H 0.000 0.009 0.029 0.000

2.2 RNIA) I RS BEAFAE B 8 41 41 Wntl \Wnt3a
B-catenin ,bFGF . VEGF 2 ik 7K HL 5%
TNMII~IV 8] & & 40 21 4 Wntl . Wnt3a |
B -catenin .bFGF . VEGF &k /K= T TNM | ~
IS 2L, 22 54 g1t 22 = L (P<0.05) 5 ik
Ak 9 41 28 % Watl . Wnt3a ., B - catenin . bFGF |

R 0.711 0541 0523 0678 0433
Py 0.478 0.590  0.602 0.500  0.666
TNM 439

[~1 30 1.31+0.34 1.4520.29 1.32+0.28 1.24+0.30 1.34:0.32
m 50 1.7420.28 1.75+0.32 1.6120.35 1.6620.27 1.87+0.33
i 6.131 4.201 3.855 6460  6.767
PiH 0.000 0.000  0.000  0.000  0.000
AR

%Mk 46 1.7520.32 1.8120.25 1.6620.31 1.68+0.25 1.88+0.31

hE e 34 1.3420.25 1.40£0.31 1.29+0.24 1.22+0.26 1.39+0.25
tH 6.199 6.545  5.791 7.999 7571
P 0.000 0.000  0.000  0.000  0.000

2.3 [al e R BRI i 2
A

TNM I 1] 5 J8 41 21 ) MVD /K375 F TNM
I~ 13 E 9 (P<0.05), WFES3,

£33 AREIGKFEFETEAR

(xxs)

21 MVD 7K -1

Ath MVD 7K E B L%

Table 3 Comparison of MVD level in gastric cancer with

different clinicopathological characteristics (x +s)

FEAF s n MVD
451 EE 45 46.24+8.22
& 35 45.82+8.75

18 0.232

PAH 0.817
RS =55 % 48 45.93+8.62
<55 % 32 46.25+8.91

18 0.161

P 0.873
TNM 434 I~1 30 35.52+7.71
m 50 52.38+9.24

i 8.402

P1{H 0.000
AR K1k 46 45.53+8.23
m=ork 34 46.77+8.84

tH 8.884

P1E 0.000
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2.4 BE CTHEEZES Wntl ,Wnt3a ., B-catenin
bFGF , VEGF .MVD 4 5

B9 CT #73 2 %L BF.BV 5 Wntl ., Wnt3a .
B -catenin ,bFGF , VEGF Y ik 7K ¥}z MVD 7K 3%
PIRIEASE, TTP . MTT 5 Wntl , Wnt3a . B-catenin .
bFGF . VEGF [ 335 /K - & MVD 7K - 34 &2 i A 2%
(P<0.05), W34,

F4 BECTEESEHS Wntl ,Wnt3a, B-catenin ,bFGF,
VEGF.MVD K8 3% 1%
Table 4 Correlation of CT perfusion parameters and Wntl ,
Wnt3a 3-catenin, bFGF, VEGF, MVD in gastric cance

BF[mL BV TTP MTT
#ekr  (100g-min)] (mL/100g) (s) (s)
i PfE rfH P rH PH H PH

Wntl  0.321 <0.05 0.372 <0.05 —0.341 <0.05 —0.388 <0.05
Wnt3a  0.394 <0.05 0.441 <0.05 -0.332 <0.05 —0.324 <0.05
B-catenin 0.288 <0.05 0.291 <0.05 —0.427 <0.05 —0.371 <0.05
bFGF  0.401 <0.05 0.308 <0.05 —0.294 <0.05 —0.392 <0.05
VEGF  0.356 <0.05 0.356 <0.05 —0.344 <0.05 —0.412 <0.05
MVD  0.275 <0.05 0.419 <0.05 —0.412 <0.05 —0.294 <0.05

2.5 Al CT #EH MU SE00 B R B T 1 LA
ANTA] CT #E T R S 200 B 96 /5 OS \PFS 1Y
K-M e W1 2 F1IE 3. 28 log-rank ki %, H 63 4H
21 BF .BV=H i 501 8 OS 2l PFS (X T BF,
BV<tP {8 % TTP MTT=Hh i B 5 3% OS %
FIPFS %5 TTP MTT <P i ki 8235 (P<0.05) .

100 100 100

100
75
50

50 50

ZBPFS (%)
o

ZBPFS (%)

RHPFES (%)

5 BF<rf1fii 5 BV<Hifii L 25 TTP< {4 MTT< i 5
25 25 % 25 L =25 '
BF= i 4 BV={i £ TTP=P {3 B BF=*[ i 8
0 12 24 36 48 0 12 24 36 48 0 12 24 36 48 0 12 24 36 48
ARG Bl ARG Bl CA) ARSI () ARSI (A )

B2 ARECT#EIRGSHIBEEESE PFSHK-M ik
Figure 2 PFS K-M curve of gastric cancer patients with
different CT perfusion imaging parameters

100 100 100

8 50 E 50 8 50
& BE<!H i 5 & o BV<i i g MTT<H fir 5
w2 BF;‘(’%& ® % BV;‘(’%& = » MTT;""{{{L&
0 12 24 36 48 0 12 24 36 48 0 12 24 36 48 0 12 24 36 48

RIGHETI () ARG W () ARG B () ARG Wi ()
_ i % =
B3 ARCTEEINGSHNBEEREOSH
K-M Bhk

Figure 3 OS K-M curve of gastric cancer patients with

different CT perfusion imaging parameters
3 ifig
it 96 100 A5 SR A R O S PR R A R R Y

S EAT O A DA R IR 2R IR 2
A W P96 s BEARAE b WS 48 I ARARIR T 1

HAEDEE ™ B2 WA A & i p b
I EAN TR 5 3m ARR  F IAE T A E A
A X i A R B R EL A AR RV O
BRPEH B e ke N B I T A R R TR AT i 1M A
B AR S I PR HL A BT o i — 2 ARV i
IR FAIL L 3 A IR T s R AR
CT 1 UGS — Fh T 2 1 8 78 1 AR AE 1
WAL KA T-BL ,BF BV . TTP MTT % CT #1545k
AE M S WL ey T 2 0 A0 I T A AT R
T 5 9 FH SQ AT 5T - SAHIE G IR S S AL 8L
CT WS HUL W B AL, B e 43 138 i
I ALTR FER#AIK, BF BV /K38, TTP \MTT /K%
Fefl. bk CTHEF S b B T B 44
T A ARG 22 |V E T LR AR i A Y
B AR T R X AR ] RSB T R Y
P BRI 40 TNM 43301386 i S o AL B A o
T it W T R A CT #E i S 50
b5 B 98 10055 B A 19 06 R AR BIF 58T I B A i
B 5 5 30 B RN 20 M R R AT T AR . Wnu/B-
catenin i} & B 1S 5 2 R0 R & A Kk )
T, HA R AN MG A RS R 2R DL IR
I A AR A VR R R A DG ) A S
8 UE S 12 38 (AR 1 5 98 40 ot A R A A S 4
[X-¥- bFGF . VEGF M4 > A5t B rh -
A3 FFIR B4 BT S - Bl 9 TNM 3 3 1 18
B, Wntl . Wnt3a , B-catenin .bFGF , VEGF fit) % ik 7K
Al B R B 203 IR O A BT IR S
SR LU DU CT VEE S 505 A8 B Ay 3Rk
BIEAROCHE, X —Z5 RN F 2 TR 1 B
K CT S HURIL S B M A X R,
MVD & B 42 50 I 37 A4 B e b, ARDFIE Y
ST R CT #EES 5 BF BV 5 MVD £
IEAHSE, TTP MTT 5 MVD A0, X —45 L5k
BB AL 20O AR A B 2 T CT #EE S5
(781 . 55 B s MVD 5 U5 A 9 BB 58 3E 58
MVD H4 i1 B i S UG A KSR R &R 2R
B e kb P L 2R S B e R R D, A
W5 Bt 7 5 98 B 0 AR A TS IR BT mT g0 . iR
(1) S FH PFS 2 1 OS #ffi & BF . BV [ 3% Jin ifij f¢
i (B TTP .MTT (3 s hn, $2/8 CT #EH S
B S R TS A
25 LTk, 59 CT ¥ 13 24U BF .BV . TTP.
MTT 7246 5 TNM 433G I o3 AR B2 AR e A=
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LI ANGPTLS5 . AFP %63k 5 5 9 1 A< o3 PR AIE S P
IFESA

Ta#H SHLWr L EZmE IR

(# ZE] B® 20 BRI 048 A4 R H 5(ANGPTLS) M H IR 11 (AFP) 3R A7K
L IR S B R R IR L BUS 1 C R, FiE EHL 2014 4E 5 A & 2017 4 5 7R R E
PSS e B I 25 52 5 T 58— S B 422 32 06 97 1O B e R 52 191 O B 9 4 5 5 BRCI) B U3 A 7S e 1A G 1 R B
52 & ANt AL . K 40 7 ANGPTLS  AFP 36 1k 7K-F ; 5k ] Kaplan-Meier X 5 i 83 3 4F B0 £ 471%
BLIEAT AT 5 2R COX Ikt B B B AR TR MR EE, &R SxF M4, Bmdlin
i ANGPTL5 \ AFP ik /K P47 , 22 WA St ¢ X (P<0.05) . ANGPTL5 , AFP 55 & 98 H 2 Il IR
B R MR ELEEFE RS IR TR A DG (P<0.05) . Kaplan-Meier i i 7k ANGPTLS , AFP {I53¢ 34 9
BT A A ] 3 KT R A R, 4 Log Rank Ke 36 34 B Gu i1 25 5 L (°=8.002 . 8.074., P<0.05) .
COX BA[H 2 M 2 N 240 Hr Bk, 12 W IR B HR 2l 2.005(95% CI: 1.624~2.476) . ANGPTL5 1 % 75 HR
g 2.427(95% CI:1.604~3.673) . AFP /& 3235 HR 4 2.564 (95% CI: 1.724~3.812 ) & 5% i 5 9id R H A B
TG WAl Sr e W (P ¥<0.05) . 4518 BJE B4 3 ANGPTLS (AFP Rk K P2 T+ m e, 5
Je B BYIRZR NGRS KR

[REIF] B AN EHEEAS; FREA; TG

Expression of serum ANGPTLS and AFP in patients with gastric cancer and their
correlation with prognosis

YU Jiahan, GAO Liming*, KONG Mengyue, WANG Zhaohui, WANG Chaoqun

(Department of Oncology, Qinhuangdao First Hospital Affiliated to Chengde Medical College, Qinhuangdao,
Hebei, China, 066000)

[ABSTRACT] Objective To analyze the expression levels of serum angiopoietin like protein 5
(ANGPTLS5) and alpha fetoprotein (AFP) in patients with gastric cancer, and to explore their relationship with
clinicopathological features and prognosis. Methods 52 patients with gastric cancer who were treated in
Qinhuangdao First Hospital Affiliated to Chengde Medical College from May 2014 to May 2017 were selected as
gastric cancer group; 52 healthy people who received physical examination in our hospital during the same
period were selected as the control group. The expression levels of serum ANGPTLS5 and AFP in the two groups
were detected. Kaplan Meier was used to analyze the 3-year survival of gastric cancer patients. Cox method was
used to analyze the risk factors affecting the poor prognosis of gastric cancer patients. Results Compared with
the control group, the expression levels of serum ANGPTLS5 and AFP in gastric cancer group were higher, and
the differences were statistically significant (P<0.05). ANGPTL5 and AFP were correlated with clinical stage ,
degree of differentiation, lymph node metastasis and depth of invasion (P<0.05). Kaplan Meier analysis showed
that the average survival time of gastric cancer patients with low expression of ANGPTL5 and AFP was
significantly longer than that of patients with high expression, which was statistically significant by log rank test

(£'=8.002, 8.074., P<0.05). Cox univariate and multivariate analysis showed that HR of depth of invasion was

AR B Ak AT R 8RB (182777164)
VB ls KB BEFRWEEL LT H —BERMBHA, Tk, X2 5 066000
*BAEHE A % 2%, B-mail : Tshgaoliming@163.com
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2.005 (95% CI : 1.624-2.476) , HR of high expression of ANGPTL5 was 2.427 (95% CI : 1.604-3.673) , HR of
high expression of AFP was 2.564 (95% CI : 1.724-3.812) were independent risk factors for poor prognosis of

gastric cancer patients (P<0.05). Conclusion The expression levels of serum ANGPTL5 and AFP in patients

with gastric cancer showed an increasing trend, which is closely related to the prognosis, and can provide

reference for clinical diagnosis and treatment.
[KEY WORDS]

P 2015 4F 48 , b [ £ 2B E L R SR
(B B 45 E e e ) o e Eh
I S IR R 1 1Y 48.69% , He i g 5 4
Jgs & A 2 0 BT ARVIBR &7 B 6
A R 1, E e 1 B 9 %) T A0 DR A2 T e i
PG e 22 o JE AR R iz i R 0 X8 I e S A I
PRI E AR A3 o LI IR bn s 2 S
i 988 AH DG T, TE — o R E BB AE S WL i 1)
R OF g 7 AP TS A A B A
X', H R M (Alpha-fetoprotein , AFP ) J2IIfi R &
U B B A T, 6 S g B PR AL HL A AR
A M A B #E B F 5 (angiopoietin like pro-
tein 5, ANGPTL5) /E & ANGPTLs % J& i 1 2 — ,
Fe B P T H I ARG, BRI e SR B LA
WAEAE R B TESEAE AR IR R e b AR5
S50 B B E ANGPTLS  AFP ik K- 5 it
PRI BRRAE B 10005 1Y G &, LU R Il R 1200 B 6
BE PR A Y R . PR S R E AT

1 #RERE

11—k

VEHL 2014 4F 5 H % 2017 4F 5 H 7E A [ 2 7
Bt 2 B 3 T A — PR B 32 3R YT I 1Y) ' i AR 52
B B R, i B R A U 2 2 (A A R
HERATIREZ N, R G E LR B2 A H
' 55209, 2 23 ] 5 A4 OF- 34 (63.74£8.56)
%o MABRUE: QB H RITST 0T R H A2
YIRIT 5 @ B I R 98 RL 52 38 BB 18 L & 52 i b
Vio HEBRbRUE : OB F I & e B QN
Dife /" E 55 s OB I A B R 5w ; @Ik
RGP o M HLR] B I AS Be Ak (1) fi B 52 44
JyRFRRAH BB 27 44, & 25 & AR IR E 1Y (6411
8.64)% , HIEA N IRALAEWY MERIHE, 27T
Gt FE X (P>0.05) . AR A (R E2EY 4
ORI E F )M CER , Z i R g O 48
A,

Gastric cancer ; Angiopoietin like protein 5; Alpha-fetoprotein; prognosis

1.2 Wk
1.2.1  FESCRAE

B AT A BOEAEABE 24 h N IRKGE TIA
24 K S B Dk 1M 4~6 mL % T3 3 SR 1 45
4, 3 500 t/min ( &.0>2FE4E 0 8 cm) , B0 15 min,
B R T80 BEVKAS T, R
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K 27 e SO G 88 43 A 3 A6 0 it 37 v
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£1 MWAHAME ANGPTL5 (AFP RikKFE (x+s) Fz2 IMiEFE ANGPTLS AFP KT 5 B B E G K FESFE
Table 1 Expression levels of serum ANGPTLS5 and AFP in X% [(n(%)]
2 groups(x +5) Table 2 Relationship between serum ANGPTL5 and AFP
21153 n ANGPTLS5 (ng/mL ) AFP (IU/mL) levels and clinicopathological characteristics
R 52 35.64+5.71 5.33+2.04 of gastric cancer patients[n(%) ]
X HEZH 52 7.07%1.05 0.94+0.32 NGPTLA D
/i s3.480 15531 SH o0 B £ P EREE 2 P
P 0.000 0.000 (n=30) (n=20)
e s N — - A 1.081 0.299 0.495 0.482
RIS iﬁg@ﬁ'ﬁo 45 R R ANGPTLS T% <64 % 24.12(50.00) 8(33.33)
JREH AFP 3 ek i PR I~ IV I AG e 9] L 20 >64 % 28 18(64.29) 12(42.86)
JLRBE L] B SH RS 1L B Sy 29 I
. R . 29 14(48.28 12(41.38
He A . 5 T ANGPTLS IR G541 L AFP fik 3 15 is 23 16(69.57) 8(34.79)
H, =R WEGIT2FE L (P<0.05), WLE2, SRR 24 0.071 0.790 0.587 0.444
23 ANGPTL5 . AFP %]‘i —I:‘j % 9:3-‘:-4;‘% %7&}% 3 45'3 H;%ﬁ',; 32 18(56.28) 11(34.38)
9o 20 12(60.00) 9(45.00)
e I PR 43 1 5.332 0.021 5.080 0.024
52 151 B 955 B 3 3 AR N AR TE 24 01 (46.15% ), FE [~ 19 7(36.84) 3(15.79)
T 28 11(53.82%) . Kaplan-Meier % i < ANGPTLS W-IV5 33 23(69.70) 17(51.52)
. . SR 8.194 0.004 10.2110.001
IR 35 B 9 83 7 B 4 A7 I TH] 24 (30.14+1.79) 4 HOEAME 32 13(40.63) 8(25.00)
H,BEK T EERILE BN (19.69+2.12) 4 150k 20 17(85.00) 14(70.00)
Bl s Lasn2e o 42 N NSRS 52 12.2390.000 10.496 0.001
AL EFRARIFEL, 'l‘LOg Rank #252.2.757, H 31 24(77.42) 18(58.06)
8.002, P=0.005, AFP {33k 5 ¥ 8 & 24 4= 771t i 21 6(28.57) 2(9.52)
64 (27.81x1.76) ™ , BEK T AFP & #£15 BHiE B R 10.093 0.001 7.023 0.008
B (17.4442.32) N A 2 B G228 X % RIAERPE 34 25(73.53) 18(52.94)
- o y T B E R 18 5(27.78) 2(11.11)
Log Rank K30 {755, °=8.074, P=0.004, WLIEI 1, A
2.4 %ﬁ ﬂ@ %' ﬁ}%\ %‘Zi E}Jﬁ:)ﬁ E@ﬁﬁﬁ?ﬁ*ﬁ oy — HE TSR R Lo—— AR A

BiFH COX B AT S R BTG e o . G

W R 2% % B TR  ANGPTLS M AFP B %k £

R B R R RS B fE e B (P <
0.05), WLF3,

W) (A )

3 Wit
Bl 1 ANGPTLS AFPRIEKFSBEEEFEHLR
R IR T B R LR p R . R A Figure 1 The relationship between the expression level of
Won, FRE AR & BRI GIN 67.9 01, SET IR ANGPTLS5, AFP and the prognosis of gastric cancer patients
®3 wMBEEEWEHNERERSN

Table 3 Analysis of risk factors affecting the prognosis of patients with gastric cancer

FEBUEAE ST

0k 0.0 - 4 i
0.00 10.00 20.00 30.00 40.00 0.00 10.00 20.00 30.00 40.00

. R S BT ZHE B

- HRH 95% CI P{H HRH 95% CI P1E
i (<64 B vs =64 %) 0.875 0.527~1.452 0.183
P vs ) 0.763 0.387~1.506 0.197
L5 A (W vs BRHER) 1.214 0.846~1.741 0.072
AR C T~ vs = M~IVIY)) 1.870 1.264~2.807 0.040
SRR EE (e oAb vs 434k 2.025 1.425~2.877 0.014
W EEFERE (TC vs B ) 2.188 1.564~3.062 0.009

IR TR S (R B vs IR 2.637 1.865~3.728 0.001 2.005 1.624~2.476 0.013

ANGPTL5 (fii#3% vs [ #ik) 2.589 1.539~4.357 0.002 2.427 1.604~3.673 0.004

AFP(fIXFE Ik vs i 3R1R) 2.659 1.660~4.261 0.000 2.564 1.724~3.812 0.002
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9 49.8 J1 , B R 2 G P N A A S g
Z 1 U B R KR I R R B TC R
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AR, T i AR LY IR A 2R 2 i o T
o £ TS G R T SR B B U T R
AFP ZWRfiG & & L R b b OP S 2 AUF A A i —
FiEEE A, 2 A MRS, A 25
N MR S AR ) RS | g I 25 b R e T 41 ] e
I FRE Z IR AN A S 25 AR 2
(2 AR S B PR IR B s A T AN
[FIFERE ™A AFP, o B AR e ™ LR
HAEO T , AFP W BE AR, 76 B i S8 3 A
TERERFGA, VA4 R, AFP ik B g B
ARG T o AN TR BT AT R £ GG
JEH R UG 22 RRE R IR DR R
HWGTEH . Feng & W5 N AFP 5 B 5 s
KN R KL AE RS A R AN, R
Al AFP ZKF- B TH R BB S B AN RIS HHOG . A
T s, B IR AL I T AFP 3235 7K - W b 25 T iR
A, 2408 R, AFP 5 B8 B R 03] A TR
JE RS IRIEEREEARSC, $8 AFP W] BE S B R
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JERE, 55 Feng 4 W50 A 22 5, nT AR JF PR ASHI ST
AN 52 I AR LSS, i RES s
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AR AE S SR RE KA . AT R BERE L
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O LA 0, 7 T A e i e A i 2 8 T op
HAEEAER . A W5 e /N0 i i 98 8 2%
24 21 ANGPTLS 3R 35 # 47 A i 7, 9 20 418
ANGPTLS5 5 #i5 %1k 55.3% , H BHM:F Kk B &1
SR A A7 FR I AR T PP R 3, I BH BT ANG-
PTL5 ¥ 0] 1E ki@ 97 B /N 40 i il o A 350 12 2
— TR HIRSE R R ANGPTLS 7] fig 5 5 i & 4
A K, XF ANGPTLS Sl PRAFIE#E— 20 M i,
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X, 5 ANGPTLS v] e 1 8 45 5 98 g 119 20 A
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BE R AR ) W E AR TR R A A R m K oP
ANGPTL5 , AFP X 5 Ji f 38 Pl 5 1t AN RS2, 55
1T COX ZHE /T in , BIEE . ANGPTLS &
AFP =520 B A A R UG ek R &,
LR IR B , ANGPTLS M AFP %% 35 7K - i
15, DU RE TS R 2, 1T BB A I PR YR A8 2 7 A
—ESERIG  GRN A e R EE, KT
R M FE bR , (8 F Rt &2 B S5 , SRIBCH Ry T
Jiti, LR AT Rl S s, S AR A
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RACEY I BT, AT RES SRR TR M LA, ]
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CD20.Ki-67 J& P53 & H ARV K B 4N ik E2 32 Y
2B B R AR 3 S

W& AR EZade R

[ Z] BHE FURE-R B 4k M 2 75 3Rk CD20.Ki-67 A& P53 25 1, K H: 5 ilfs AR 8L AN
WEWCR, FE 00T 2018 4F 3 1 ~2022 4F 3 A 93 M55 JUA R R B i BHIGA 1Y 86 5K 18 K B 4
I A T 938 6 3 PRI PAC R B2 Ak o R HH 2 4 A 3 ARG 0 6 3 PR o it 0 20 CD20 . Ki-67 % P53 2K
HHMERER IS BHIERRNESERTE SR, &R BE A 440+ CD20 Ki-67
K P53 75 11 B 235 243 51 K 38.37% (33/86) .82.56% (71/86) Fl 80.23% (69/86) , CD20.Ki-67 & P53 &
P B B 4 3R 0K B8 5 1Y Ann Arbor I+ 1V 43 8 48 5 HE ] | [ B 100/ 4 %0 (TPD) 3 43 =2 43 58 35 L]
ECOG PS ¥453=2 43 i34 Lo 5l \Hans GCB 43 #4 JR 35 LU 5] B v i & 2E 3 e 22 38 A ST 2778 L (P<
0.05) . PRI K B 4 i ik TV 41 41 CD20 . Ki-67 Fil P53 & 112 1k 2 1 52 0 L IPT 143 . ECOG PS #F57 .
Hans 308 862 DR OL , = Z B4 FIKH: TPTPE4> \ECOG PS 143 \Hans 438 1 8 12 11 45 1Y R4 fig
U (P<0.05), Z5iE  CD20.Ki-67 M P53 25 I TETRTE K B 41 bk 98 mp A0 26 0k -5 HG I AR s 3L R 19 J R
s PR G , T4 R LI S B R 150 IR 0 Wl B 2 B 1R R o

[Z@IA] CD20; Ki-67; P53; fH ;5 #)18 K B 40k (55

Expression of CD20, Ki-67 and P53 proteins in diffuse large B - cell lymphoma and
clinical significance

JIANG Lei, ZHOU Ying, WANG Yinhua, XU Qian*

(Department of Hematology , Suzhou Ninth People’s Hospital , Suzhou, Jiangsu, China, 215200)

[ABSTRACT] Objective To investigate the expression of CD20, Ki-67 and P53 proteins in diffuse
large B - cell lymphoma, and anlyze their correlation with clinicopathological parameters and prognosis.
Methods The clinical and pathological data of 86 patients with diffuse large B-cell lymphoma admitted to the
Department of Hematology, Suzhou Ninth People * s Hospital from March 2018 to March 2022 were
retrospectively analyzed. Immunohistochemical method was used to detect the positive expression rates of
CD20, Ki-67 and P53 proteins in the tumor paraffin tissue of the patients, and their relationship with the
clinicopathological parameters and prognosis of the patients was analyzed. Results The positive expression
rates of CD20, Ki-67 and P53 proteins in tumor paraffin tissues were 38.37% (33/86) , 82.56% (71/86) and
80.23% (69/86) , respectively. The proportion of patients with Ann Arbor I +IV stage, the proportion of patients
with International Prognostic Index (IPI) score = 2, the proportion of patients with ECOG PS score = 2, and the
Hans GCB type of patients with CD20, Ki-67 and P53 protein positive and negative expression There were
statistically significant differences in the proportion and incidence of bone marrow infiltration (P<0.05). The
expression of CD20, Ki-67 and P53 proteins in diffuse large B-cell lymphoma can affect its IPI score , ECOG PS
score, Hans classification and bone marrow infiltration, and the combined of the three had a good evaluating

effect on its IPI score, ECOG PS score, Hans classification, and bone marrow infiltration (P<0.05).

AR A M T R R A 273 B (WWK202010)
Ve A RN T A RE B i AL, i ok, 95 215200
*i@AE Y # . 4%, E-mail : szhoujy @163.com
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Conclusion The expression of CD20, Ki-67 and P53 protein in diffuse large B -cell lymphoma is closely

related to its clinical pathology and prognosis, which can be used as auxiliary reference indicators for judging its

clinicopathology and prognosis.

[KEY WORDS] CD20; Ki-67; P53; Protein; Diffuse large B-cell lymphoma

AR TR IE R B A Mk VR VR T U TR
HE R BT A AE S 22 10 BB IR T RN AU VR TT
Ja B RINEA KA, Ki-67.P53 ¥ 57R1E K B 4
JfL bk T4 988 5 DA 56 , T CD20 [ 7 TR 78k B 48 ik
(W L G G E TR TN /=S 1 A U
CD20.Ki-67 f P53 ¥ i 59K K B 4 i ik 1097
I I RNTBLJG AH G o AR 2 A BE R 2 1 2k ]
B T AR AT T R PR, AR A SR
CD20 .Ki-67 }% P53 % [17E VR i& < B 4l Jifa bk (988 rh
Y2, IT o B T I AR s BRARAE S T35 1) 1
W A, BB F

1 AHESHE

11 VR

SAHT 201848 3 H ~2022 4F 3 A AN JLA R
B B ISR 1Y 86 19115k 18 DR B 20 i oAk L 90 S 3
i R BRE B0k, o 58 45 3], 2 41 9], -4
AF1% (53.68+9.85) % , =60 4 39 il ,<60 % 47 {4l , 45
G 8 K 53 ], 2 AT 4k T 43 1] (staging of Hodg-
kin’s lymphoma, Ann Arbor 4331 ) "' A M +1V 431
S S5 1+ 10 0 301 85 31 1), [ P Tl 45 %X
(international prognostic index, IPI i-43)"'=2 43 39
<2 73 47 41, A0 Bh R DM E LA REAR S (Eastern
Cooperative Oncology Group performance status,
ECOG PS f-43) “'=2 4 35 fil ifii <2 43 51 #i], LI
(Hans) 7 3% 43 81 S A= & 0 B 4 i 78 (Germinal
center B cell, GCB)43#4"'30 f4il 1] ABC 43 #! 56 14l ,
T REEE 48 1],

NAFRUE : 755 WHO (2016) 56 Tk L2 2L
FAABTT WURH OC 23 2R, Ik L 45 5 A 12y R
18R B AN LR o B AR . B2 5 A
W>o A . Kudrsed HYORSF 4. HEBRbRIE: &
FEIRFEPE I T A8 At T K g 5 g 8 e 7% e i
TAPNT AL YLk AL AN S 20 BESD 1 I R4
Sy S S EE BE  BE  [F R BT
LARBEACIZ D2 HR AL
1.2 W5k

SR I G 98 2H A 4G DU ik g A 5 2H 20 CD20

Ki-67 }¢ P53 5 [13R 35 o 4 A I 20 2100 il B 4~5
pwm JEELEY) R, 80CTHER % A2l /N, — 2R
U 0 BB T RS KAk, A7 A5 R % v Wk B
PG BEIRER (PBS ) 22 th il th sk , 3% 4 1k 20 BH 1B
POVEE R B AL PR o 1Y) i —4T, 7 4°C
PE IR AR TR0 5 2 0, PBS 22 vhif vh gk, ¥ oo R
B e BR B 1 G PUiR- B o S Ak Py g 2 TR 44, 37°C
fE 46 TH B 15 min, PBS 2% th i gk , 47 — 48 it
IR M A e (8, O3 R 2R 4% B &2 L 4 i #% , PBSS 2%
PRV I, AR TR B K T R IR o B
PEXT R AR H PBS AR — Pt .

Hi 2 24 DL b 382 e 520 O 95 4 Ak i 3
5L, IR A P A R AT I Y A B 6 B AR
g o 50K S ) W A BE P B AL 5 B 10 S AR BT
(200 ) WL ZL , i 2 A5 005 B 0 BH 4 440 7t 45 o
b, K EaEECO S, EREO 1 /5, a2
a7 AEAR € 3 43 5 BH P 40 M2 Hh<25%1 43, 25%
~50% 2 43, >50% 3 43, BUAE €550 B R BH 4 20 i
ok 5 e oME A TR MBS R, S HAE 0~1 43 B
(=), 2~4 5r 85 BHE (+) , 5~8 S0 & FHAE (++) , 9~
12 33 BHAME (+++) |, o 45 BH 4 R FH 4 2273 ACBH
PEFIEM,

1.3 Stk

K SPSS 21.0 # 4 o THECE R LA (v £5)
7N, G LR e K256 o oK FH Logistics [1] I 45
RS> Hr ok 18 0K B 40 it ik I 98 CD20 . Ki-67 & P53
T R IR AR 2 0 R 2 W R 6 DU A 4
BT =35 10 1 AR s B 95 5 R O %) BT BT R e . P<
0.05 Bf 2= A G it 5 Lo

2 #ZR
2.1 RIS K B 4 ik R 4H 21 CD20 . Ki-67 &
P53 £ H # kKo Hr

CD20 # 1 &5 & 7 F A0 i, Ki-67 . P53 &
I Fk Y e TAIMAZ . 86 Fil5KkiE K B 40 i itk 2
9o R g A0 S 2 4R CD20  Ki-67 & P53 75 14 B
P IE R 5 h 38.37%(33/86) .82.56% (71/86) FlI
80.23%(69/86) ., WL 1,
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CD20 Ki-67 P53

B SREXBHAMMKEMEALRCD20.Ki-67 K P53 EBAR
15 BRI 45 R (SP, x200)
Figure 1 Immunohistochemical detection results of CD20,
Ki-67 and P53 protein expression in diffuse large B-cell
lymphoma tissue (SP,x200)

2.2 A[A CD20.Ki-67 & P53 5 [ #iA1% W B
4 PR 9 B S BN i s S 8 E s

CD20.Ki-67 J P53 £ 1 FH A BV 3Rk 8 3
# Ann Arbor Il +1V 4331 £ 34 LU 9] TPT 3F-43=2 43 H
F i . ECOG PS 11-4r=2 /1 34 .49 .Hans GCB
Sy RVECE L B RERE R AR L 22 R A G
HeFE L (P<0.05), W1,
2.3 PRI K B 4i ik B9 B E CD20 . Ki-67 &
P53 5 [ FHM: 2 R AR R fa 5 X 22 43 B

PRI R B 4 bk [958 4H 21 CD20 . Ki-67 1 P53
B 1 22 3k ¥ 0] $2 0 1 IPT 3 4 L ECOG PS 43 .
Hans 708! B B&Z R (P<0.05) . WL 2 fIZE 3,

xk2 TEWE
Table 2  Assignment of arguments
5k [0
Ann Arbor 73 [ +1=0, M+1V =1

IPLE43 <244=0,=24r=1
ECOG PS i?ﬁ}’ <2 ﬁ:o ,=2 67\=1
Hans 43 %! ABC 43 %=0, GCB 43 %=1

R =0, &=1

2.4 BR1E K B 4 bk ELIRE 4140 CD20 ., Ki-67 &
P53 i 11132 351 00 X I I PR o 2L 0 R 0 1 1)
Wik g

VK8 K B 2 bk T 98 4 41 CD20 . Ki-67 & P53
T 1 2R IA N 0% H TPT 943 \ECOG PS 1143 . Hans
3T CERE IR AR B SRR X R AT, DA = IR A
FIW R R, W& 4

3 it

TRTE R B 4 Ik TR 20 o Al A b R R
32.5% , RA RZEVEIR IS A, WL E 2 24
AL, R TS OL2E ™ . X IRIE R B 41 itk L
AT K AT B2 it i L A E 2R S, H A
HARr AR Ay o8 3 AHAT AR S — 300 J 2 i
A7 PRUE EL AT B = A S DL kA R,

£1 AECD20.Ki-67 & P53 EBARIEZFEREENRKFESHMBTESHLE (1(%) ]

Table 1 Comparison of clinicopathological parameters and prognostic parameters in patients with different CD20, Ki-67 and

P53 protein expressions [7(%) ]

I PR FRAN TS 250 CD20 FPE(n=33) 2 {H P1H

Ki-67 M (n=71)  #{4 Py

P53 fHPE(n=69) {8 P1H

51 0.014  0.906
5 17(51.52)
& 16(48.48)

A 0.000  0.989
=60 % 15(45.45)
<60 %/ 18(54.55)

AN R T 0.091  0.763
s 21(6.64)
w 12(36.36)

Ann Arbor 431 48.663  <0.001
m+1v i 6(18.18)
I+ 27(81.82)

IPI ¥4 19.702  <0.001
=2 5(15.15)
<24y 28(84.85)

ECOG PS 143 22.164  <0.001
=24y 3(9.09)
<24y 30(90.91)

Hans 437 9.179 0.002
GCB /31 5(15.15)
ABC 47 28(84.85)

BRI 21.642  <0.001
P 8(24.24)
w5 25(75.76)

0.007  0.931 0.359  0.549
37(52.11) 35(50.72)
34.(47.89) 34.(49.28)

0.013 0910 0.025 0.874
32(45.07) 31(44.93)
39(54.93) 38(55.07)

0.195  0.659 0.085 0.771
43(60.56) 42(60.87)
28(39.44) 27(39.13)

7390  0.007 7.549  0.006
50(70.42) 49(71.01)
21(29.58) 20(28.99)

4.711  0.030 9.643  0.002
36(50.70) 37(53.62)
35(49.30) 32(46.38)

5.637  0.018 4.665 0.031
33(46.48) 32(46.38)
38(53.52) 37(53.62)

6.369  0.012 4986  0.026
29(40.85) 28(40.58)
42(59.15) 41(59.42)

6.259  0.012 16.671 <0.001
44(61.97) 46(66.67)
27(38.03) 23(33.33)
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R3 SRIEXBHMMKERERE CD20.Ki-67 R P53 EH
RIZRRP K EE S
Table 3  Analysis of risk factors for expression of CD20,
Ki-67 and p53 protein of patients with diffuse large B-cell
lymphoma

PR A% ERA B SE WALD OR  95% CI
CD20  Ann Arbor ZM  0.362 0.249 2.114 1.436 0.882~2.340
B IPI P15 1.287 0.295 19.033 3.622 2.032~6.457
ECOG PS i#4; 1.248 0.288 18.778 3.483 1.981~6.126
Hans 434 1.313 0.305 18.532 3.717 2.045~6.758
BRI 1.292 0.297 18.924 3.640 2.034~6.151
Ki-67  Ann Arbor 4}l 0.345 0.233 2.192 1.412 0.894~2.229
[ERS IPI -4 1.458 0.374 15.197 4.297 2.065~8.945
ECOG PS iF4> 1.485 0.382 15.112 4.415 2.088~9.335
Hans 43-#4 1.426 0.357 15.955 4.162 2.067~8.379
HHERE 1.471 0.423 12.093 4.354 1.900~9.975
P53 Ann Arbor 73 0.388 0.257 2279 1.474 0.891~2.439
FH: IPI 143 1.662 0.473 12.346 5.270 2.085~13.318
ECOG PS i#4; 1.597 0.338 22.324 4.938 2.546~9.578
Hans 434 1.639 0.433 14.328 5.150 2.204~12.033
BRI 1.672 0.484 11.934 5.323 2.061~13.745

R4 REBXBAMMEMEALR CD20.Ki-67 & P53 ER
FIKE R E e ARAF RN T T AR 5 B 3 7 5 ae
Table 4 The efficacy of CD20, Ki-67 and P53 protein
expression in diffuse large B-cell lymphoma tissue for

evaluating its clinicopathological and prognostic status

RYPE FERIE MERTE

1] Hr I i B 58 b
Pl FI Wi 8 b5 (%) (%) (%)
IPI P-4
= 4 CD20 Bk 87.18  59.57  72.09
Ki-67 BH: 0231 3243  63.16
P53 [k 9487 3191 6047
CD20 F%:/Ki-67 BH:/ ;
P53 FIHE 094.87 8723  90.70
ECOG PS ) . .
Ar=2 4 CD20 §1 9143  60.38 72.73
Ki-67 FHH: 94.29 2549  53.49
P53 [H: 0143 2745 53.49
CD20 FIP/Ki-67 B/
P53 WIfE 100.00  90.57  94.32
Hans GCB _
e CD20 B 83.33  50.00 61.63
Ki-67 FH: 96.67  25.00  50.00
P53 FHME: 93.33  26.79  50.00
CD20 MI%:/Ki-67 BHH:/
P53 [ 9250  81.13  86.02
BRI CD20 B 8333 6579 7558
Ki-67 FHH: 91.67 2895 63.95
P53 PHE 05.83 3947  70.93
CD20 FAPE/Ki-67 BAE/
P53 [ 97.92 7368 87.21
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T BH M5 BB 1 Ann Arbor IT+1V 43 ] 22 2 11
i \IP1 PF-43=2 43 i L ffil \ECOG PS 114322 43
FBH L9\ Hans GCB 4324 f8 3% Le 9] B i 2 Vi
ARy T LA N B B M R GA AR A, TR iB K B
21 it 94k £ 988 2H 2 Kii-67 2 [ 4% 55 1] 52 i H: TP
43 \ECOG PS -4} . Hans 43 %! B 8632 R 00, 1
W RIS PUAE R TR 1E K B 41 itk 2
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Prenatal diagnosis of 3M syndrome: 2 case report and literature review

WANG Yunan'*, WANG Anshi'*, XIONG Ying'*, ZENG Yukun'*, YU Lihua'*, HE Tianwen ' **

(1. Medical Genetic Center, Guangdong Women and Children Hospital, Guangzhou, Guangdong, China,
511442; 2. Maternal and Children Metabolic - Genetic Key Laboratory, Guangdong Women and Children
Hospital , Guangzhou, Guangdong, China, 511442)

[ABSTRACT] Objective High-throughput sequencing was employed to reveal the underlying genetic
etiology of two severe intrauterine growth retardation fetuses. Methods The prenatal ultrasound findings and
prenatal diagnosis results of two 3M syndrome fetuses referred to the Prenatal Diagnosis Center of our hospital
since 2017 were retrospectively analyzed. Trio - Medical exome sequencing was performed on two severe
intrauterine growth retardation fetuses, and bioinformatics methods were used to predict at the mutation site of
the disease - causing gene to identify its pathogenicity. Results Trio-MES and Sanger sequencing revealed
biparental - origin compound heterozygotes CUL7 mutations of both fetuses inherited from both parents. The
autopsy results of the first fetus were consistent with the diagnosis of 3M syndrome, and the parents refused the
second fetus for further autopsy and gross examination. Conclusion In this study, four novel homozygous
mutations were identified in two Chinese 3M syndrome fetuses by high-throughput sequencing. The discovery of
new mutations enriched the genetic information of intrauterine growth retardation in Chinese population.

[KEY WORDS] 3M syndrome; High - throughput sequencing; Novel mutation; Intrauterine growth

retardation
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8y A2 VY 5 R IR IR B ORI IE T A, i
HU =4 ZAFNE A aan . Wik
2019 AFEAETT (1) B4 PR B BB 3 2%, M 2R B IE
S By R = = 7 N = Wi = ) A 5
FORE MR 5 A IR AEIR L 3M ZE A F I A
K iG k£ 2 HBUR M ccDCs  OBSLI . CUL7
AR GRS, o He a0 8% .23% .69% ™ o A
o K ZHT L W B4R S5 12 W, 45 T eI # , i)
MEZE =R W . ARBFFEAAT T 6B P R B
J e E WA K R F IR 3M 2 A E R LAY =
TR 7 26 B S P2 RiT 8 e 4 L, LA 3 b I ORE
BNAKEFREMBREHELR. #ERKEX 3M
AR E NRIMIAR, A B FH RS 2.

1 HARMKREFIE

1.1 RdseR
1, A4l xx , 29 2 o 7 18 JE I “NT 14 )&
4.2 mm, HE R G LB/ N T2 3 723
ABE. G2P1A0, 2015 4242 37 J& K i LU B /)N
o R e WU K B AN R, FEKad D ARBE S 7 1 U
RIROTIEHR Brim o AT 18 2 17 KGE
PRAZ I 53 At G C ARG 31 B R ES B 6z ( chromo-
somal microarray , CMA ) & FGFR3 & [F Il J¥> 6 A |
HORBR W H o 22T 22 237 AT W9 K
A SRR G LB B I /N TR (4~5 5D
Shy itk — 20 B P, U0 v 3 0 s X 2
AN AR DL LA T B oh i -2 7 31
I38Te IRLZEIAA R R A KA L. W 1,
FR1 ROLBRILAEZBFEKFLER
Table 1

Growth diameter at different gestational weeks of

Fetus 1

oD Wil 18%(}2@{5 zslﬁ(jﬂﬂiiﬁ %%Jﬁ%ﬁ({wﬂiﬁ
mm/FRiEZE ) mm/bRifEZE) mm/FrifEE )
WG4 (BPD)  39(—0.3SD)  61(-0.5SD) 83(-0.4SD)
SHE(HC)  149(0.5SD)  234(0.7SD) 301(-0.3SD)
BEFEI(AC)  124(-0.2SD) 190(-1.2SD) 262(-1.8SD)
BeE K (FL)  17(-4.2SD)  31(-5.9SD) 46(-6.3SD)
&5 (TIB) 27(—6.0SD) 38(-6.7SD)
JHEE K (FIB) 28(-5.1SD) 38(-6.1SD)
fil K (HL) 28(-6.3SD) 38(-7.1SD)
B K (RAD) 24(-5.3SD) 35(-4.7SD)
JUE K (Ulna) 27(-5.7SD) 36(-6.6SD)

) 2, i bkxx , 34 %, 7 20+ ] K< iR L Y
KB B BN T 2R 5~7 B s B A B . 2
NT Kz Il . AhBEE AT A =R 97,

K 2 I H A 3 K G £ R B R 43 A L CMA I
FGFR3 3N Pk 4, 45 R R WS H . 2=
TCREER . itk — 25 B D, 40RO )
T5 B R 2 A AR N 2 A S TR DL R Lk AT R 2
SR THIFHN T BRI R 2 8 A KA 2k
TEM LA 2,

x2 mOI2IIILARZEAEREZELERL

Table 2 Growth diameter at different gestational weeks of

Fetus 2

23 il 6 K 278 1K 29 J# 5 K

2D it (CIIR (DA (I 1
mm/FRIfEZE)  mm/BRIMEZE)  mm/BRIEZ)
WI5i4% (BPD) 59(0.4SD) 67(-0.2SD)  78(-0.7SD)
[ (HC) 221(0.7SD) 225(0.5SD)  274(-0.1SD)
JiE Bl (AC) 190(-0.1SD)  225(-0.1SD)  245(-0.5SD)
5+ (FL) 34(-3.5SD) 40(-4.1SD)  44(-4.3SD)
JZ 1 (TIB) 29(-4.1D) 33(-5.1SD)  36(-5.6SD)
JHE-E & (FIB) 29(-3.7SD) 32(-5.0SD)  34(-5.8SD)
Jil 4 (HL) 31(-4.1SD)  35(-4.9SD)  38(-5.3SD)
BeHK(RAD)  26(-3.7SD)  30(-4.0SD)  33(-4.1SD)
JUE £ (Ulna)  30(-3.6SD) 30(-4.7SD)  36(-5.0SD)

1.2 ik

1.2.1 DNA 21t

SR FH L 2 PR 4 DNA £ o0 & (= 1130658
AR A A R w]) $2 HCHM & 1l 3 P 24H DNA
FFHAE SR EE XS P BN WbRAS (oK /I i) #5474 B
2 DNA #£ X (Qiamp DNA Blood Mini Kit) , 2
58 i 5, F NanoDrop 2000 #8 4 1= 43 % B i
DNA #1746 i F ik B2 19 I 5 , & #% DNA R 17
F-20C % H.
1.2.2  BEEANRTHFI T

il 1 Pt 3 QF - PCR (Quantitative Fluorescent
Polymerase Chain Reaction)i%X] D135252.D18S386 .
D21S11 % 26 4~ STR o s 47K M, 537 iy JL G
R B AR AT O, B HEBR BT R 52 1 iR LA A TG
A DNA 75 4% o R 48 By 42 40 K S SR A1 i i 4
SN2 DNA K57 1712 Wi ks A (57K /15 1L ) DNA
2 100 L, 36 2 M o A B A A i A RS W kA T
5 NP AR89 4 000 4> EH FE K g i A1 2T
DX A8 M3 X8 e 91 3 o DU I A 1Y) T s 5
P 2k A BWA B4R #E 47 )7 91 xR
GATK Al Var Scan {4 % 728 5 JEAT U, 4245 5
¥ M 2 & P (single nucleotide polymorphism,
SNP) i A 5 e 2k 55 HEAT R I v B SR 3 43
Mo FIH Annovar 3K {4 AN ECHE P2 147 28 S 407
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SRS, LAVEAL 25 22 1 7 90 22 S i 52 el o R 40 4K
oy Hr 4 J, &% db SNP ¥ 5 Fil HGMD %4
JE FR AT e Y B A I R B0 AR 5 i AT
Sanger 556 IE o 18 o Kb R A $k AR MERY
ATy 8] 2 A7 s 2 JE PR DR ST 1 o B, DA D488 75
G DI 15 = EAR ST
1.2.3  Sanger il JF 56 IF

HR A5 28 s 2 A1 b 4 v 38 1 W O 5 o3 b 45
W, i A Sanger W )3 J5 5 6 AR L S AC B AR S
JHEATIRE . 2R Primer5 B /F 514, IR
& T BE N (Polymerase Chain Reaction, PCR)
R P # CUL7 B A (NM_014780) A8 5 i/ s

¢.2416C>T (R806*) | ¢.3489delG (W1163Cfs*44 ) |
CUL7FEH (NM_001168370)c.5011C>T(p.Q1671%) |
.4585C>T (p.R1529% ) #H 1 # i - B HAU 3 751
SR — M) M SRR, A RRA AR,
SIYFH AR % 3. # LLR &R 4T 4T PCR
P M. LATaq IR ¥ 12.5 wL, #3685 wL,
IE W54 1 pL,H4 DNA 1 pL, TR /K
% 25 pL; PCR J I 45 28 94C Hil 242 ¥k 5 min;
94T 30 s, 62CiR K 30 s, 72CHEAH 40 s, i
17 40 NEIR ; g5 72°CHEH 10 min, PCR 724
S NI i B[ S S I 5 Sl /N B
Sanger Jll J7* .

x3 CULTEEZTLTRMAASIMFTI

Table 3  Primer sequences of each variant locus of CUL7 gene

RA AR SV HiiEs P51 (5-3") TSI FS(5-3")
NM_001168370 c4585C>T (p.R1529%) CTCCAACACCAACTCCCTCC CGTGGGCTCTCCACTGAGT
NM_001168370 ¢.5011C>T (p.Q1671%) CTCTGAGGCAGGGCCAG GGGGAGCAGTCTACAGGACA
NM_001168370 ¢.2416C>T (p.R806*) CGTGTTTCCGTGTGTGTCTC GACGCCCCTGTGTTTGTTT
NM_001168370 ¢.3489delC (p.F1164Sfs*61 ) GACTTGGGAGTGGAGGGG CCGACAAACTCTCCCTTCCT

1.2.4 i

BRG] i g =
AR GG B X G AR A AT R, AR AR
2 FN I S AG A 5

2 &R

2.1 BEEEANE T AT A
211 IR BT S 4

L DR A A T X 1) 7 A N SR R A b BUis
HL BB 1Y 4 000 S AH EEE A, 74 566 4> G fith X
ML A 12 424 088 0K 3L . P ¥ a5 IR R
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20X 7 m X A 944% , B ZF I R A S .
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) o KIEE )L CUL7IERIFE R A2 E
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PR 5% 25 285t AR K 5, 3 08 TS AR IR AT

. w1 IR LT 33 TR Wt L 5 iR, B 1 365
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H P 548 AT S 3 CULT & 1 W fig e, i HOR
REHIZE ROCT, M FH I T P AE AR P9 12 24k
R fe AL 3R X AT BB AE AR L N A KB 2 i BL I
R MEESAE A, CUL7 IR &G/ B Gt 22
B ENAERBZMIS, AlHeA 2 CULT M
Al LY ps3 44, Wi ps3 il 5 ST 208, AT
A 0k 40 3 5, 7E CUL 7 3 DR 3% /s SUIR i i 27
YA M, ps3 TG ME B E I, S8BT /N E
WAKEFRE ™, Zi L CULTIENAE 3] fig &
FEIM ZEAER R o AW ST A9 AR S
Hor ¢.2416C>T (p.R806*) | ¢.4585C>T (p.R1529%)
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Application of paclitaxel liposome combined with platinum - based chemotherapy and
concurrent radiotherapy in cervical cancer and its effects on CA125, TA-4, SCC levels
and prognosis

TIAN Yi'*, GAO Jing', LIN Lin', HAO Shidan®, TIAN Feji’

(1. Department of Obstetrics and Gynecology , Tangshan Hongci Hospital , Tangshan, Hebei, China, 063000 ;
2. Department of Gastroenterology, Tangshan Hongci Hospital, Tangshan, Hebei, China, 063000; 3. Department
of Radiotherapy, Affiliated Hospital of North China University of Science and Technology, Tangshan, Hebei,
China, 063000)

[ABSTRACT] Objective To analyze the application value of paclitaxel liposome combined with
simultaneous platinum - based radiochemistry in cervical cancer and its effects on carbohydrate antigen- 125
(CA125) , tumor antigen-4 (TA-4), squamous cell carcinoma antigen (SCC) levels and prognosis. Methods
106 cervical cancer patients admitted to Tangshan Hongci Hospital from May 2019 to May 2021 were selected as
the research objects, and according to different treatment methods, they were divided into the observation group
(paclitaxel liposome combined with platinum-based chemotherapy and concurrent radiotherapy , n=54)) and the
control group (paclitaxel and cisplatin chemotherapy and concurrent radiotherapy , n=52). The clinical efficacy,
the changes of CA125, TA-4 and SCC levels, 1-year survival rate, toxic and side effects and quality of life of
the two groups of patients were compared. Results The total clinical effective rate in the observation group was
significantly higher than that in the control group, and the difference was statistically significant (P<0.05).
After treatment, the levels of CA125, TA-4 and SCC-Ag in the two groups were decreased, and the decrease

was more obvious in the observation group, and the difference was statistically significant (P<0.05). After
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treatment, the quality of life in the observation group was better than that in the control group, and the difference

was statistically significant (P<0.05). The 1-year survival rate of the observation group was higher than that of

the control group, and the incidence of side effects of the observation group was lower than that of the control

group, and the differences were statistically significant (P<0.05). Conclusion

Paclitaxel liposome combined

with platinum-based simultaneous radiochemotherapy has high application value in cervical cancer, which can

effectively improve the survival rate of patients and reduce the occurrence of toxic and side effects.
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Effect of Vitamin D adjuvant therapy on bone metabolism and micro-inflammatory state
in elderly female patients with diabetic kidney disease

HOU Yantao*, WEN Xiaojun, BAI Yanyan, WANG Xu

(General Department of Cadres, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038)

[ABSTRACT] Objective To investigate the effect of vitamin D (VD) adjuvant therapy on 25 -
hydroxyvitamin D [25-(OH)D], parathyroid hormone (PTH) , bone gla protein (BGP), 3-CTX and micro-
inflammatory state in elderly female patients with diabetic kidney disease (DKD). Methods A total of 102
patients with DKD admitted to Beijing Shijitan Hospital from January 2019 to February 2022 were divided into
the control group and the observation group by random number table method with 51 cases in each group. The
control group received conventional treatment, and the observation group received oral vitamin D adjuvant
therapy. fasting plasma glucose (FPG) , 2 h postprandial plasma glucose (2 hPG) , glycosylated hemoglobin
(HbAlc), fasting insulin (FINS ), urine albumin (Alb), blood urea nitrogen (BUN) , serum creatinine (Scr),
urinary albumin excretion rate (UAER) , C-reactive protein (CRP) , tumor necrosis factor-a (TNF-«) , and
interleukin- 6 (IL-6) were detected. Results After 1 month of treatment, HbAlc, FPG, 2 hPG, FINS,
UAER, BUN, and Scr in the two groups decreased (P<0.05) , and these indicator in the observation group were
lower than those in the control group (P<0.05). 25-(OH)D and BGP in the two groups increased (P<0.05) ,
and the two in the observation group were higher than those in the control group (P<0.05). PTH and 3-CTX in
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the two groups decreased (P<0.05) , and the two in the observation group were lower than those in the control
group (P<0.05). CRP, TNF-a, and IL-6 in the two groups decreased (P<0.05) , and these indicators in the

observation group were lower than those in the control group (P<0.05). Conclusion VD adjuvant therapy can

effectively improve blood glucose level and renal dysfunction, regulate bone metabolism markers, and improve

micro-inflammatory state in elderly female patients with DKD.

[KEY WORDS] DKD; Elderly female; Vitamin D; Bone metabolism marker ; Micro-inflammation

B PR 9% ' 9% (Diabetic kidney disease, DKD) f&
¥ PR 9% (Diabetes mellitus, DM ) % UL % £ 1fin 4 9p5 28
IERAE A ] B e, FEOE M T /N KR K
XA K 4R A i HE AR S 3OS /N ERRE AL /)N
) AT AT 5 | S 1 B D BE R0 , J& DM R B
Ry EBE P B won Y REZEAA Y
2.604 1, M &4 DM & A 7 812 J7 A, DKD A
ASC™ B 5 W 2 A N R A A T 3R 3 IS E 22 U5 1
FHRAE WG R 07, R I 2 4F DKD Y36 97 L 15 31 5
M, 25-F2 L4k & D[ 25-hydroxy vitamin D, 25-
(OH) D] . H otk 5% i ##% & (Parathyroid hormone,
PTH) "5 %5 F (Bone gla protein, BGP) | 3- i J5i 4
5 751 (B-CrossLaps , B-CTX) J& T IfiL & H 55 . B 7
REE LAY S AW A e T R TN = i L AT
SECEAAE SR, 484 % D(Vitamin D, VD) /&
N0 75 15 SR W 5T, mT R 1S B S
W, BTN, VD KRR S DM B HOT R E Y
RAERBAKRS, THERBHENEFHES = VD,
H 4 28 5 Lo M e 2R S0l T B B BT A8 1) XU
R I, ARFFEERFT VD i Bhia T X 247 2o
DKD % 25-(OH)D .PTH .BGP .B-CTX M I % i
RSB

1 AHESHE

1.1 — R

FFEXT 40 2010 4F 1 H 3 2022 4F 2 A 2t 5t
2215 & B st 12 B9 102 ) DKD #4F ok 3,
iz R AL 3 15 40 i X BB (n=51) AT 55 40
(n=51) . XFHAZF-I44FE IS (72.1446.01) %7 V- 34K
FE (6.45+2.13) 4F 5 B 1K Jit &t 48 %k (BMID) 7 ¥
(25.01£1.95) kg/m*; DKD 23317 . T #9184, 1
.20 1, M4 - 13 4] 5 2 A [ 55 - 44 (4.88+0.45)
mmol/L, WELA V-4 (73.14+6.54) % 5 F- 195
2 (6.89+2.44) 4F ; BMI - #4 (25.51 +2.21) kg/m’;
DKD 4341 : T .16 61, T3.21 ], . 1441 ; S0
[ BESF- 441 (4.99+0.46 )mmol/L, 40 ABRUE : 413 =60

B MBS A7 A O 1 2 BRUBE PR B IR 45 RF (2013
AERR) ) rh DKD 2 Wrbsifi s W DhRg 3101 1 ~ 13 ; [+]
BIPEZAG R A HEERARIE A g i
5 BT E N O RS FR G SR PRI RS
PEE, WA R R ERERITFE X
(P>0.05) . AHIFEE S BEBEAC IR 5L 2 B A%
1.2 ik

Xof HRZH « SR AT R BB 0B L R B L I A
XPREVEYT , I3 VE 80 M 2R 3 i (48 g g 3R
L2 A BRA T, IS . H20103292) 100 pg+5%
PR R 250 mL, 1 AREGVD 3 B HE () 52 - i BR 4R
AN ERHI25), #E5 : H20000622) ,80 mg/ik , 1 ¥k/d.,
W20 AT B A iy Bl 1 D Ik VD (T R B W
2l A FR 2 W) L 415 - H20113033) #4746 B i
7, VB PIALIGRT RN 1A H o
1.3 WEdEhR

TRYT AT E R AR B A S IE R Ik 8 mL, B0 L
2 500 rpm ( &5 .0 242 10 cm) B0 10 min J5 , &
F—20CIR 17 A I Bk 5 R oK A - 3R 97
B 3RIT 5 GRYT LA H TR, T A 2R 3 00 Ak
fitg ik (F IR A HSR VT A W) B2 25 I A BR 28 w)) Al
H 25 8 1B (Fasting blood glucose, FPG) & J5
2 h [fiL##% (2 hour postprandial blood glucose ,2 hPG ),
SR EE €23 I 52 B 4 1l 1 25 11 (Glycosylated he-
moglobin, HbAlc) , 5% FH U #9282 (b 52 4 Ji A=
Y TR | W E 25 18 B &) R (Fasting insulin,
FINS) 7K s @B DB dabnta il I 7 il 697 5 &
JH T 1 492 W F6F 72 (Enzyme-linked immunosorbent
assay , ELISA) ([ TR K o Sk B4 A B2\ Al
Wi 21 JR (% 1 (Urinary albumin, Alb) 7K, 5% FH 4>
H 3l A6 23 B AR I A8 35 1 PR 2% % (Blood urea ni-
trogen, BUN) JZ Ifil. /L lif (Serum creatinine, Scr) 7K
L IR IR 18 F R 2 (Urinary albumin
excretion rate, UAER) /K-, @)1 QI8 bn 460 -
IBITHT AT IR R HAL 2R 2O (B Rz A TR
2y E) % D, 25-(OH) D, PTH,BGP, B-CTX 7K
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o @I E R AE A8 BRI < YR TT AT BT IR R
ELISA {46 I & # 1Y IfL G C iz 48 1 (C-Reactive
protein, CRP) . i J& 38 ZE [ - - o (Tumor necrosis
factor-a., TNF-a) | [141 % -6 (Interleukin-6,IL-6 )
1.4 Geitsorik

G140 M a4k SPSS 26.0, %t i e 1F A1
K7 5 E BB , UL (X +5) 2675, 4] HLASAT ¢ 46
5, W AR ] LSD-t K6 405 L P<0.05 2 25 5% B
AGiitrm L,

2 #ZR

2.1 PR IRE B R & R AR LA

HIT 1A, WAL B3 HbAle .FPG .2 hPG |
FINS 59697 AT FEA% , OSSR T B4, 257 H
Giiter i L (P<0.05), W#E1,
2.2 WAEIIRetE bR LR

HIT 1A H G, P41 Alb . UAER . BUN ,
Scr IR YT AT FRAR , B4R T X R4, 2 548
it X (P<0.05), W2,

2.3 WA F R EY g

WY 1A H A, P43 25-(OH)D . BGP
IR, SR & X A, 2 J A gt
X (P<0.05) ; PigH 3 PTH . B-CTX BT Hi k&
ik, FLUE KT X IR AL, 22 A Geih 2 L (P<
0.05), W3,
2.4 WL INTE RAE A L

W4 % CRP  TNF-«  IL-6 #RY7 BRI, H
LA T X RAL, 22 7 A S8 L (P<0.05) .
W3R 4
3 iTig

DKD FIERA B B, AN 5 8858, 45 30+ i
AN T B B AR FRR DRI Jn e i Ji Sy 24K
I , B NBET R, W% ks DKD i S EUH
PUARES WA ZEEL , 51 & B BB #24 (osteoporosis,
OP) ; WU ZR AT By B BT g 2% , 4 [m14 B5 PEAR LL, 48
285 AR R R KT 2 R B, A OP AL
BB RN, ISR S TR A Lot DKD i

®1 WMAMBERRRERAKFILE (vxs)

Table 1 Comparison of blood glucose and insulin levels between the two groups (x +s)
- HbAlc(%) FPG (mmol/L) 2 hPG (mmol/L) FINS (mU/L)
Ebagill I bagill I Ebagill bEbigE] Ebigill bEbigE]
L2 51 8.21+0.63 6.23+0.67° 9.94+0.62 6.58+0.71° 12.12+1.12 8.16+0.84" 4.01+0.64 2.56+0.52"
XJ HEZH 51 8.24+0.59 6.74+0.51" 9.89+0.52 6.99+0.62° 12.16+1.06 8.78+1.02° 4.03+0.67 3.14+0.56"
tH{H 0.248 4.325 0.441 3.106 0.185 3.837 0.154 5.420
PAH 0.804 0.000 0.660 0.003 0.853 0.000 0.878 0.000
T SIRTRT AL, 'P<0.05.
x2 WMABYBEIERER (vs)
Table 2 Comparison of renal function indexes between the two groups (x+s)
_— Alb(mg/L) UAER (pg/min) BUN (mmol/L ) Scr( wmol/L)
- n >, VN >, >, VN >, >, PSR VN >, > PSR VN >,
AT Hi IR 1RITHi IR T H IR IRITH IR
WAL 51 28.66+4.98 16.02+3.48"  105.64+11.02  66.35+8.98" 7.98+1.01 6.35+£0.59"  107.25x12.36  80.31+£9.36"
X HRZH 51 28.41+5.02 18.12+4.01"  105.36%11.34  71.36+9.06 7.94+0.89 7.11+£0.63"  106.74+13.14 91.86+10.02°
t{H 0.252 2.701 0.126 2.805 0.212 6.288 0.202 6.016
P 0.801 0.008 0.899 0.006 0.832 0.000 0.840 0.00

1 5IRYFRT LS, P<0.05,

®3 MATKERTWHR (x+s)

Table 3 Comparison of bone metabolism markers between the two groups (x +s)

i ., 25-(OH)D(mg/mL) PTH(pg/mL) BGP(ng/mL) B-CTX (pg/mL)

) BT BITIE YRITHI BITIE YRITHI RITIE YRITHI RITIE
PURZSE] 51 41.36+6.84 53.26+£6.91° 89.36+9.61 68.36+6.74" 11.66+2.14 15.5241.98"  430.25+60.23 335.38+51.74"
Xt iR 41 51 42.15£6.54 46.58+6.32° 87.41+9.24 75.21+7.34* 11.47£2.54 13.25£2.84°  441.47+65.31 396.41+£55.38"

tH 0.596 5.094 1.045 4.909 0.408 4.682 0.902 5.231

P1H 0.552 0.000 0.299 0.000 0.684 0.000 0.369 0.000

T SIHYF AT R, “P<0.05
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®4 PAMFBERERTFLE (x=s5)

Table 4 Comparison of serum inflammatory factors between the two groups (x+s)

1l CRP(mg/L) TNF-a(ng/L) IL-6(ng/L)

) JRYT T BT A bEY () WIT IR PEY () WIT IR
ML 51 8.14+2.36 5.32+1.55" 47.69+11.36 28.65+8.31" 22.36+5.35 14.85+3.84°
Xt B4 51 8.27+2.41 6.16x1.64° 48.31x10.14 33.25+7.21° 21.54+6.01 17.24+3.91°

A 0.275 2.658 0.291 2.986 0.728 3.114

PAH 0.784 0.009 0.772 0.004 0.468 0.002

H: 5IRYTTHT L, P<0.05,

WS, TR R TR MR AR e, &
A WFFTIESE VD 76 1 B i 2k s DKD A
BURAER . B, AR ST VD i BRI oo
4E 40 DKD i # 25-(OH)D ,PTH . BGP ., B-CTX
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WK, VD &I DKD 3 Bk -, A 3k 2
i & ) ik B A

VD 7 4 P T IIE Ak AL R 25 (OH) D, I )5
i B B R gL oy B AR 1, 25-
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(OH).D, ], 5¥IA L b ZKG5 & , KAER L. 25
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UCHLI1-AS1/miR-629 i 5 £ B g g Ba sy 3B 8%
MU 2205 8L

I B B R

[ Z]1 BH Wi KaEIE4 1 RNA (IncRNA) &7 X327 & C 3K f# B L1 (UCHL1-AS1) 4+ &
miR-629 X} (B AN NG 5E TR MR 222 S AL, 73k HEEL 33 41 2019 4F 3 F 2 2020 4F 2 A 7¢
P BE 2 R R B B OA (0 0 B R 4 4 R B S5 4 41, RT-qPCR K il 41 24 UCHL1-AS1
%55 . Eca-109 Zi 17> 4 pcDN3.1-UCHL1-AS1 4 .pcDN3.1 £ . anti-miR-629 41 . anti-miR-NC 21 . pcDN3.1-
UCHLI1-AS1+anti-miR-NC #1 pcDN3.1-UCHL1-AS1+anti-miR-629 £ , RT-qPCR ¥l 41l fiff UCHL1-AS1 FiI
miR-629 7K, MTT K I 40 A 7775 2% , Transwell K0 21 i1 72 R4 22 , Western Blot Kl 21 At 3% i 4% Bt J5t
67(Ki67) . | J FUAHZE [ (E-cadherin ) FlI#H 28 B4 4] 3 (N-cadherin ) 8 13835 . WU K e 4t Bk A 52
B0k miR-629 5 UCHLL-AS1 A#E X R, &R SEMALI UCHLL-AS] FikME T FHE, 27 H
Biit2E 7 L (P<0.05) ., pcDN3.1-UCHLI-AS] £ Eca-109 20 I £7 75 % T 8% MR 2240 2 Ki67 Fil N-cadherin
1 25 K T peDN3.1 4, E-cadherin 45 126 35 & T pcDN3.1 40 , 2 54 4 i & X (P<0.05) .
anti-miR-629 21 Eca-109 4l fii 7715 R 1T B8 M= 28 %X & Ki67 Fll N-cadherin 7K [ % 15 #{I% T* anti-miR-NC
#H , E-cadherin £ 1 335 5 T anti-miR-NC 4 , 22 5 A Ge 247 28 L (P<0.05) . HH 4L WT-UCHLI-AS1 5
miR-629 mimics % 40 il ¢ % 2 B % PER T WT-UCHL1-AS1 5 miR-NC, 22 245 i i1 & X (P<0.05) ;4
Yt MUT-UCHL1-AS1 5 miR-629 mimics .MUT-UCHLI1-AS1 5 miR-NC 41l Jifs 5% 56 2% i Pk 25 % L5811
8 L (P>0.05) ;5 pcDN3.1 2 L #¢ , pcDN3.1-UCHLI1-AS1 £ Eca-109 4 Jffd 1 UCHL1-AS1 3 35 7K F Tt
i, miR-629 F IR K SRR, 22 54 8% 78 L (P<0.05) ., pcDN3.1-UCHLI-AS1+anti-miR-629 4 Eca-109
AMAAEIE 2 BB MR 2280 )% Ki67 Fll N-cadherin 2 [172 151K F pcDN3.1-UCHL1-AS1+anti-miR-NC 41,
E-cadherin # [ %235 5 T pcDN3.1-UCHL1-AS1 +anti-miR-NC £ , 2% 3 4 43 i+ % 5 L (P<0.05) . Zit
UCHLI1-AS1 £ & B A 40 AT 5k, FURT 3 5 4 ) F 1 miR-629 #0 ] S48 A i 5 GRS Rz 28 .

[k$iA] B49%; UCHL1-ASL; miR-629; A5 ; 4T 4UMfR 22

Study on the mechanism of UCHL1-AS1/miR-629 axis in regulating the proliferation,
migration and invasion of esophageal cancer cells

WANG Jia', XU Hongying®, GAO Feng'*, YAN Shihai’

(1. Department of Clinical Laboratory, Affiliated Hospital of Nanjing University of Chinese Medicine, Jiangsu,
Nanjing, 210029; 2. Department of Pathology, Affiliated Hospital of Nanjing University of Chinese Medicine,
Jiangsu, Nanjing, 210029; 3. Department of Pharmacy, Affiliated Hospital of Nanjing University of Chinese
Medicine, Jiangsu, Nanjing, 210029 )

[ABSTRACT] Objective To investigate the effects of long non-coding RNA (IncRNA) antisense
ubiquitin C-terminal hydrolase L1 (UCHL1-AS1) on the proliferation, migration and invasion of esophageal

cancer cells and its mechanism. Methods The cancer tissues and corresponding adjacent tissues of 33

W1 B P B RF WG ERARA, T, &7 210029
2. BT P ESKFHEERBEA, T, & 210029
3. AP RS KFWEERSEA, TR, & 210029
*BAFEA Y%, E-mail : jsfzsw@163.com
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patients with esophageal cancer who were diagnosed and underwent surgical treatment in the Affiliated Hospital
of Nanjing University of Traditional Chinese Medicine from March 2019 to February 2020 were selected, and real-
time fluorescence quantitative PCR (RT-gPCR) was used to detect the expression of UCHL1-AS] in the tissues.
Eca-109 cells were divided into pcDN3.1-UCHL1-AS1 group, pcDN3.1 group, and anti-miR-629 group, anti-
miR-NC group, pcDN3.1-UCHL1-AS1+anti-miR-NC, and pcDN3.1-UCHL1-AS]1+anti-miR-629 group. Then
the expression levels of UCHL1-AS1 and miR-629 were detected by RT-qPCR, cell survival was detected by
MTT, cell migration and invasionwas were detected by Transwell, and the expression levels of proliferating
nuclear antigen 67 (Ki67) , epithelial cadherin (E-cadherin) and neuronal cadherin (N -cadherin) protein were
detected by Western Blot. The double luciferase reporter gene experiment verified the regulatory relationship
between miR-629 and UCHL1-AS1. Results The expression of UCHL1-AS]1 in esophageal cancer tissues was
lower than that in adjacent tissues, and the difference was statistically significant (P<0.05). The survival rate,
number of migrating and invading cells, and the expression levels of Ki67 and N-cadherin protein in pcDN3.1-
UCHLI1-ASI1 group were lower than pcDN3.1 group, but the expression level of E-cadherin protein was higher
than pcDN3.1 group, and the difference was statistically significant (P<0.05). The survival rate, number of
migrating and invading cells, and the expression levels of Ki67 and N-cadherin protein in the anti-miR-629 group
were lower than anti-miR-NC group, but the expression level of E-cadherin was higher than anti-miR-NC group,
and the difference was statistically significant (P<0.05). The luciferase activity of cells co transfected with
WT-UCHLI-AS1 and miR-629 mimics was significantly lower than that of WT-UCHLI1-AS1 and miR-NC (P<
0.05) ; There was no significant difference in luciferase activity between co transfected MUT-UCHL1-AS1 and
miR - 629 mimics, MUT - UCHLI - AS1 and miR - NC cells (P>0.05) ; Compared with pcDN3.1 group, the
expression level of UCHL1-AS]1 in Eca-109 cells of pcDN3.1-UCHL1-AS1 group increased, and the expression
level of miR -629 decreased, with a statistically significant difference (P<0.05). The survival rate, number of
migrating and invading cells, and the expression levels of Ki67 and N-cadherin protein in pcDN3.1-UCHL1-AS1+
anti-miR-629 group were all lower than pcDN3.1-UCHL1-AS1+anti- miR-NC group, but the expression level of
E-cadherin was higher than pcDN3.1-UCHLI1 - AS1+anti-miR-NC group, and the difference was statistically
significant (P<0.05). Conclusion UCHLI1-ASI is low expressed in esophageal cancer tissues, which can inhibit
the proliferation, migration and invasion of esophageal cancer cells by targeting down-regulation of miR-629.
[KEY WORDS] Esophageal cancer; UCHL1-AS1; miR-629; Cell proliferation; Cell migration; Cell

invasion

B R R R L) A R 2 — , e BIL
AR T & X3z 2R C i K i i L1 (antisense
ubiquitin carboxylterminal hydrolasel. 1, UCHLI1 - b s N

R ’ 4 mREEE
AS1) J& — ' K 4% 9F 4 % RNA (long non-coding
RNA, IncRNA) , K5 5 # 4 i FE PR 72 2R C g 7K i 1.1 IWIRTERE

A0 M B T RS R R 2R R, LAY O R e
JALA Y ) B KR R A R B SR IR iR A

fiff L1 (antisense Uchll, UCHL1) H #p 1545 . #F
FE 4 R, L JH UCHLI1-AS1 A] A5 5530 il JF 9 40 i 12
R, 4 TR A A 2 A 41 Bel-7404 458 1)
PI/E RS, {0 UCHL1-AS] 7F & 45 i 323k 2
ST A s 200 Rk A 2 AT R B R R R AR A
A AR TR B 2R , miR-629 J& UCHL1-AS1
MYREEDY . miR-629 & Y ey S A R 4
21 5% 40 i rf 22 55 T & 19 80/ RNA (microRNA,
miRNA ) , X 3 & i i) & J i {2 E/E . A
miR-629 X} & i & R IR R AL, AWFIE
S7EM4E UCHL1-AS1/miR-629 H#lI %] £ 9% Eca-109

PEHL 2019 4F 3 H % 20204F 2 H TR EE 2
K2E bR BB T FARDIBR 1Y 33 Bl &4 i oA 848
e AU 55 A (BE B IRk AE>3 om, g BRSNS
RIFEAM) AR . 196, L 14 6, -3
(57.3+8.24) % . WA ANRUE W Kk B & RATARAT
AT iR BRI TT o HERRARIE - B OF
A A iR 5 B I8 R 5 B I I R G
H B e i . ST Ob/R S35 7)) Il
1.2 SEEpbE

Eca-109 41 ffy & , " [E Bl 27 B I i 40 J 2

5 4= 1ML , 56 [E] Hycolne 23 7] ; RPMI 1640 35 57 2 |
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MTT . BCA & A8 I 38 77 & R D't 28 Tl 14 Ao
57 &5, J6 50 % 3 % ; Lipofectamine™ 2000 32 7]
&, £ Invitrogen 23 7] ; PCR 250 AH G &, K
Y 51T S UCHLL - AS] i 2 3k 3 i
(pcDN3.1-UCHLI1-AS1) .25 # /A& (pcDNA3.1) \miR-
629 411 7 (anti-miR-629) 411 7 4 2% )7 5] (anti-
miR-NC) B A4 B (WT) F1%€ 22 A (MUT ) UCHLL1 -
ASI 2GR B S AR, il 3 IR D A2 BoR
A BRAA A 8 BT ER I SE B AR DGR, b st h A2 .
1.3 ik

1.3.1 RT-qPCR il UCHL1-AS1 I miR-629 ik

JH RNA $E GRG0 &R B 2Urh 2 RNA, 5%
sk N cDNA, #£17 PCR &) . 51#)¥ %1 : UCHLI-
ASI [ 5'-AGG CCAGATGAGGAAACTG A-3',
T % 5’ - AAGGTGGACACCAGCTCATC-3’ ; miR -
629 |4 5'-G TCGAAAGCTGCGCTGC GTGAC-
GT-3', Fiif 5'-CGDTAGCGCGTDGCGGDGTCG-
3", 2°% kit 5 UCHL1-AS1 #H % GAPDH .
miR-629 X} U6 [k
1.3.2 4l bE 7 Fi e

JH % 10 % FBS [ RPMI 1640 3 35 34 5 Eca-
109 20 . Eca-109 4 M40 2 6 fLAR |, 457
We B A 1x10° N4l . 55 9% 24 h J5 , F] H Lipo-
fectamine™ 2000 271 £ 43 511 %% Y% pcDN3.1-UCHL1-
AS1(pcDN3.1-UCHL1-AS1 2H ) .pcDN3.1 (pcDN3.1
ZH ) . anti-miR-629 (anti-miR-629 4 ) . anti-miR-NC
(anti-miR-NC 41 ) 4% 4% pcDN3.1-UCHL1-AS1 5
anti-miR-NC (pcDN3.1-UCHL1-AS]1 +anti-miR-NC
40 ) . pcDN3.1 - UCHLI - AS1 5 anti - miR - 629
(pcDN3.1-UCHL1-AS1+anti-miR-629 41 ) , %% Yt i 1]
6 ho RT-qPCR %45 I 4 i UCHL1-AS1 5 miR-
629 FRik , Wik JuSUR IS R A TR 225580 .
1.3.3  MTT &AM 20 LA 735 %

B4 7N 21 20 12 Fh 2= 96 FLAR 12 Bl ke BE N
2.5x10"/fL . Bi5F 24 h )5, il 20 pL 5 g/L MTT,
BEE 4 ho FEIEFREE, N 150 WL — H IR, PR 3%
AT, BEFR L 490 nm AT 5 WG FE (R (A) o 4 i
TR (% )=A sl A yuax100%, TITEE 3K,
1.3.4  Transwell £ 40 91T 7% Fi2 28

RIS K 8 pm G AL R BRI I I 1) Tran-
swell /NE B T 24 fLAR Y, = 4 0l H R oS 4 40
L, A B o 1.0x10° A4/l R = i 500 pL 58
S FREL . KigR 24 n 5 B T E AT [

gefn, WAL, TR (RZESE 5 Hl Matrigel
FE T Transwell 1%, HARBT 5, FHEM7s 4
YA, HAE BRI RS 505
1.3.5 Western Blot 7% K #ll Ki67 . N-cadherin 7/
E-cadherin % [ # ik

WS LA R 2 6 FLAR P, 42 R0 IR B R 1.0
10PNl 3557 24 h i, FH RIPA 2550 B2 A ff v s
M, BCA LA W EE . SDS-PAGE 5255 57 5
MR, T 2 PVDF IR, 115 %A Wk 36 2 he
T 4CukAgE 20 91 Ki67(1:1 000) . N-cadherin
(1:2000) . E-cadherin (1:2 000) il GAPDH (1:
1 .000) —HUiFE R, PEILS , B 1L FEdie —hr (1
5000) 41, 37CIFE 2 he THINEIR B R,
1.3.6 UCHLI1-AS1 5 miR-629 1] 3¢ £ 5 iE

¥ Eca-109 4 i 7 2 6 LA, Rl BE N
1x10° /4L, 15 3% 24 h J5 , #] FH Lipofectamine™
2000 iR 7 & 73 il He % ¢ WT-UCHL1-AS1 5 miR-
629 mimic (& miR-NC) .MUT-UCHL1-AS1 5 miR-
629 mimic(miR-NC) , ¥ YLif [0 6 ho SR 5 2420
fitd, LS 0242 10 em .3 500 r/min 250> 10 min & ,
B, 43 500 100 WL 8 ok sk B 9 Ol K il
JLNE T AR, RN K BURTRE B A e, DA
K56 B SRR B 1) H A R S R WG 1
1.4 Gil2#or T

K JH SPSS 22.0 F1A o A Se g gl . 1 Bk
Ph(x+s) 3o, PRALI] LR ML FEAS £ R, 2
2] LR B R 3R 5 225007 , i — 20 I LR
FH SNK-q #:56:, Lh P<0.05 2G5 Fa Y.

2 R

UCHLI1-AS1 7 &8 P i ik
4 420 UCHL1-AS1 351K T 57 441
[(0.18+0.03) vs (1.02+0.05) |, Z R H G i E X
(1=82.755,P<0.05) ,

2.1

P 5 4L JesERlit
Bl UCHLI-AS1 ZEREBARAPHRIE (DAB L, x400)
Figure 1 Expression of UCHL1-AS]1 in esophageal cancer
tissue (DAB color, x400)
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2.2 UCHLI1-AS] %t Eca-109 40 Mg 3 5 i # A2
ZE 11520
pcDN3.1-UCHL1-AS1 4 Eca-109 4l il £7-3 % |

T A2 7848 . Ki67 & M N-cadherin £ [ 7K F

%1 UCHLI-AS] %f Eca-109 4 ffi 158 TR R E M &

Y% T pcDN3.1 4 ; UCHL1-AS1 , E-cadherin £ [
JKF- T peDN3.1 4, 2 % A G it 22 B L (P<
0-05)0 bi‘%lxgzo

S (v +s)

Table 1  Effects of UCHL1-AS1 on proliferation, migration and invasion of Eca-109 cells (x +s)

20 n  UCHL1-AS1 ZAIAFIE (%) TBE(A) 2EH(A) Ki67HH  N-cadherin 84  E-cadherin & I
pcDN3.1-UCHL1-AS1 41 3 3.23+0.08 52.29+6.13 79.00£5.05  46.00£3.41 0.20+0.02 0.15+0.02 0.60+0.04
pcDN3.1 4] 3 1.000.05 100.00+8.17  164.00£7.92  98.00+5.10 0.78+0.05 0.67+0.04 0.21+0.02
A 70.914 14.013 27.148 25.428 32.311 34.883 26.262
P1H <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
pcDN3.1 pcDN3.1-UCHL1-AS1 ;E 2 UCHLI ASI EEH ﬁﬁ?l m1R 629 ;E (x +5 )
oY &
9\&5-\693’;@'?” Table 2  Expression of miR-629 negatively regulated by
. . ) .
migration ¢ ° UCHLI1-AS] targeting (x+s)
Ki67 358 kDa o i
ZH ) n UCHLI1-AS1 miR-629
E-cadherin 97 kDa pcDN3.1-UCHL1-AS1 41 3 3.21+0.07 0.25+0.03
o . pcDN3.1 4 3 1.02+0.05 0.99+0.05
invasion N-cadherin 127 kDa
A 44.095 38.073
GAPDH 40 kDa P1H <0.001 <0.001

A B
7 A, Transwell K9 I % UCHL1-AS1 %} Eca-109 41 i iF £% #1112
ZEIYHEI (%200, 45 i 28 Y ) ; B, Western Blot 42l I~ 8 UCHL1-
AS1 i Eca-109 4ilifg ' Ki67 . E-cadherin fil N-cadherin 25 134,
B2 UCHLI-AS] 3t Eca-109 fifa 7% (2R REXER
ekl
Figure 2 Effect UCHLI1-AS1 on the migration, invasion

and expression of related proteins in Eca-109 cells

2.3 UCHLI1-AS] # =] £ P85 miR-629 F& ik
%4 Yt WT-UCHL1-AS1 5 miR-629 mimics

() 4 B 2% O K i 5 M I F WT-UCHL1-AS1 5
miR-NC, 234 411247 X[ (0.19£0.02) vs (0.95+
0.05) , t=42.339, P<0.05] ; %% Y« MUT-UCHLI -
AS1 5 miR-629 mimics . MUT-UCHL1-AS1 5 miR-
NCHI MR ICEMEEZR LR IT¥2E X
[ (0.97£0.05) vs (0.96£0.05) , t=0.424., P=0.677 | ,
55 pcDN3.1 £ H % , pcDN3.1-UCHL1-AS1 4 Eca-
109 2 fifd ' UCHL1-AS1 3 3k 7K °F 7} 55 , miR-629
FIRKFBEAG, 22 7 A 81T % 2 L (P<0.05) o
W2,

£3 TV miR-629 Xt Eca-109 ZRAAIEE . 3

2.4 Fi# miR-629 X} Eca-109 ZH i34 5 3T #% Fl{=
B i) Al

anti-miR-629 £ Eca-109 4f fl /b ) miR-629 .
g AfE TR B R B Kier A
1 N-cadherin 25 FH 7K Y K F anti-miR-NC 4 ;
E-cadherin & 4 /5 T anti-miR-NC 4 , 2 %A 41t
E N (P<0.05), WFE3.K 3,
2.5 1 miR-629 A 345 UCHL1-AS1 X} Eca-109
YA A TR R R A 5

pcDN3.1-UCHLI1-AS1+anti-miR-629 24 Eca-109
i B P ) miR-629 | 21 MU A7 IS 3 B AL R B
K Ki67 % 4 Fl N-cadherin 5 4 1% T pcDN3.1-
UCHLI1-AS1+anti-miR-NC 4 ; E-cadherin & [ /5 T
pcDN3.1-UCHLI-AS1 +anti-miR-NC 41 , 2% %4 4¢
PR L (P1<0.05), WE4. 84,

3 it

LncRNA A B2 ok 200 /> #% 8 B2 19 73 13k
#ifih RNA , A A5 miRNA 431 43 A T8 5 40

ERMERNZIE (xxs5)

Table 3 Effects of down-regulation of miR-629 on proliferation, migration and invasion of Eca-109 cells (x+s)

2H 51 n miR-629 ZAEER(%) TBEE(A)  REH(D)  Ki67TEF  N-cadherin /1 E-cadherin &
anti-miR-62041 3 0.2120.02  56.52+6.51 87.00£5.37  56.00£3.83  0.31x0.03 0.24+0.03 0.5120.04
anti-miR-NC4l 3 1.02+0.05  100.02+8.15 165.00£7.93  99.00+5.14  0.79+0.05 0.63+0.04 0.22+0.02
A 45.124 12.511 24.433 20.125 24.696 26.400 19.454
P1d <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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VE : A, Transwell £ F 4 miR-629 %] Eca-109 21 i 1T # 112 28 11

RN (X200, 45 5 5894 8) 5 B, Western Blot #1 F 1 miR-629 1

Eca-109 #iiJfid /1 Ki67 . E-cadherin il N-cadherin & [1% ik

B3 T miR-629 Xt Eca-109 TR REREXER
FRIE IR0

Figure 3  Effects of down-regulated miR-629 on migration,

invasion and related protein expression of Eca-109 cells

[ # 15 , LncRNA/miRNA/#E %E& [K] 33¢ — ] 455 3 %
EMIER R R REEZ/EH, BRiciiEZ
fl' LncRNA 75 8 & h 570 R 5 , M B8 &N
BL I B B R 3h o7 A e B AR T R AR
UCHLI1-AS1 1E R 31 4F 3 & B8 i —Fh LncRNA, 5
UCHLI £:H B A, H 8 S IE MR E R, Carrier
A7 38 o #g ik #6535 UCHL1-AS1 /) BUR 28 e 4
M, & BN IR A UCHLY 2 1 3635 i Y3
e I HAE R IAE Z/EH T, UCHL1-AS1 M4 it
B % 5 40 3% () [] B, UCHLY 28 P 263k R RE 5
HmARAS . UCHLL & H EA #19 B4 g 1 0L m) 4
TR T 1= SO A A F SR B, UCHLL 2 H 3%
AT X E P EARERMERE NS5 TE
AWM ES KRR . HHEI UCHLI-AS] /£ &

%4 T miR-629 AT#38 UCHL1-ASI X} Eca-109 RIS 5E GE BB ZHIHIE (v=s)
Table 4 Down-regulation of miR-629 can enhance the effects of UCHL1-AS1 on proliferation, migration and invasion of Eca-109

cells (x+s)

451 v miR-629 ‘é’lﬂﬂ’@ TR 127850 Ki67 N-cadherin ~ E-cadherin
(%) (1) () HA HA H
pcDN3.1-UCHL1-AS1+anti-miR-629 M3 0.35£0.03  34.68+3.18  52.00+3.65  28.00+2.46  0.06x0.01 0.03x0.01 0.93+0.06
pcDN3.1-UCHL1-AS1+anti-miR-NC H 3 099+0.05 52274526  80.00+5.11 47.00£3.44  0.21%£0.02 0.17+0.02 0.61+0.04
t{H 32.928 4.957 13.376 13.478 20.125 17.441 13.313
PiH <0.001 0.008 <0.001 <0.001 <0.001 <0.001 <0.001
osigu e g o TR ECRARATE IO TR KioT
WS \,\)‘6&' e

R
T R
Qig*“““ vgx\”““

migration Ki67 358 kDa
E-cadherin 97 kDa
N-cadherin 127 kDa
invasion
GAPDH 40 kDa
A B

TE: A, FH miR-629 #45% UCHL1-AS1 X} Eca-109 4 Il i # {2 7%
RIS (%200, 25 504 €4) 5 B, T i miR-629 #3i UCHL1-AS1 Xf
Eca-109 4l Ki67 .E-cadherin 1 N-cadherin 2 [ 235 1521 o
B4 T miR-629 #4558 UCHL1-AS1 Xf Eca-109 A i1 E
B BEREXEARIENFME
Figure 4 Down-regulating miR-629 enhanced the effect of
UCHL1-ASI on migration, invasion and expression of

related proteins in Eca-109 cells
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T H$E miR-629 # 35, miR-629 J&— AN 7E Z Fift fif
94 T SR 23K 19 miRNA . miR-629 78 15 95 2H 41
Feak LA, T H miR-629 [ AR S 9 41 Y 35 7 fE
J1, IR PR M UE T, miR-629 ] RE 2 B A6
SR bR B IR T miR-629 35 I, R
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miR-629 b, [ miR-629 2 A4 ik 51 &5 95 40 Jifg
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Application value of blood coagulation function combined with blood lipid index in the
diagnosis of colorectal cancer

SUN Ying, LIN Jie, JI Yiding, CHU Zhifen, LU Ruiyun, WANG Yuanyuan™*

(1. Department of Emergency, Hengshui Hospital of Traditional Chinese Medicine , Hengshui, Hebei, China,
0530003 2. Department of Gastroenterology, The First Hospital of Hebei Medical University, Shijiazhuang,
Hebei, China, 050021 )

[ABSTRACT] Objective To explore the application value of coagulation function combined with
blood lipid index detection in the diagnosis of colorectal cancer. Methods From January 2020 to February
2022, 106 patients with colorectal cancer diagnosed in the Department of General Surgery of the First Hospital of
Hebei Medical University were selected as the observation group, and 106 patients with benign colorectal
diseases who were hospitalized during the same period were selected as the control group. According to TNM
staging , the patients in the observation group were divided into the stage I +1I group (n=67) and the stage Il +
IV group (n=39) and no metastasis group (n=85). The coagulation function indexes [ prothrombin activity (AT) ,

prothrombin time (PT) , fibrinogen (FIB) , activated partial prothrombin time (APTT) ] and blood lipid
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indexes were compared between the observation group and the control group. High - density lipoprotein
cholesterol (HDL-C) , low-density lipoprotein cholesterol (LDL-C) , total cholesterol (TC) were compared
between the stage | + I group and the stager Il + IV group, the metastasis group and the non-metastasis group
were analyzed. Results The FIB in the observation group was higher than that in the control group, and the AT,
PT and APTT in the observation group were lower than those in the control group. The HDL-C blood lipid index in
the observation group was significantly lower than that in the control group, and the levels of LDL-C and TC were
higher than those in the control group. There was statistically significant (1=14.788, 2.136, 10.707, 10.739,
9.359, 10.871, 17.458, P<0.05). The FIB, LDL-C and TC of patients at stage | + II colorectal cancer were
significantly lower than those at stage Ill + IV, while HDL-C at stage I + II was significantly higher than that at
stage Ill + 1V, the difference was statistically significant (1=2.178, 9.243, 2.263, P<0.05). The FIB, LCL-C and
TC in the metastatic group were higher than those in the non-metastatic group, and the HDL-C in the metastatic
group was lower than that in the non-metastatic group, with a statistically significant difference (1=7.678, 3.636,
3.996, 2.697, P<0.05). The areas under the curve (AUC) of the diagnostic value of FIB, HDL-C, LDL-C, TC
and the combination of the four indexes for colorectal cancer were 0.874, 0.794, 0.786, 0.807, and 0.921,
respectively. Conclusion The blood coagulation function and blood lipid indexes have high diagnostic value for
colorectal cancer. With the abnormal changes of each index, the disease development and metastasis of colorectal

cancer patients can be evaluated. The diagnostic value of the combined detection of these indicators for colorectal

cancer is higher than the diagnostic value of the single detection, and has high clinical application value.

[KEY WORDS] Coagulation function ; Blood lipid index ; Colorectal cancer ; Diagnostic value
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Table 7 Diagnostic value of FIB, HDL-C, LDL-C and TC

for colorectal cancer
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Figure 1 ROC curve
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Epidemiological investigation of metabolic syndrome among healthy population aged
over 45 years in a hospital in Tongzhou District, Beijing

QIN Ruijuan'*, LIU Shengli', ZHANG Yi', WU Chunying®

(1. MEC, Beijing Luhe Hospital Capital Medical University, Beijing, China, 101100; 2. Clinical Laboratory ,
Beijing Luhe Hospital Capital Medical University , Beijing, China, 101100)

[ABSTRACT] Objective To investigate the prevalence and characteristics of metabolic syndrome
(MS) in healthy people aged over 45 years in Tongzhou District of Beijing, and to provide reference for
scientific prevention and control of MS. Methods A cross-sectional survey was conducted among 1100 people
aged over 45 years who underwent physical examination in the Physical Examination Center of Luhe Hospital ,
Tongzhou District, Beijing from October to December 2021 by multi-stage random sampling. According to the
diagnostic criteria of the World Health Organization (WHO) , the National Cholesterol Education Program
(NCEP) and the International Diabetes Federation (IDF) (2009) , the patients were divided into the MS group
(n=415) and the non-MS group (n=685). Univariate and multivariate Logistic analysis were used to analyze the
data of the two groups. Results The prevalence of MS was 37.73% in 415 people aged over 45 years in
Tongzhou District, Beijing. Univariate analysis showed that age, drinking history, family history of diabetes,
degree of physical labor, homocysteine (Hcy ), uric acid (UA ) were the influencing factors of MS ( *=32.907 .
4.834.,9.843,19.808, t=18.707 . 11.662, P<0.05 ). Multivariate Logistic analysis showed that drinking history ,
family history of diabetes, degree of physical labor, Hcy and UA were independent influencing factors of MS
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(P<0.05). Conclusion The prevalence of MS is high in healthy people over 45 years old in Tongzhou District

of Beijing. Corresponding measures should be taken to reduce the incidence of MS and control its progressive

development according to related risk factors.
[KEY WORDS]
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Figure 1 Prevalence of MS in different age groups and

genders
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Table 1  Univariate analysis of MS prevalence in Tongzhou

District, Beijing [n(%), (x+s) ]
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R 221(53.25)  457(66.72) 19.808 <0.001
o RE /TR 194(44.34)  228(33.28)
LDL-C(mmol/L)  3.20+0.71 3.1420.66  1.420 0.156
Hey (wmol/L) 15.8424.75  11.05%3.68 18.707 <0.001
UA (mol/L) 407.64+93.81 341.18+90.26 11.662 <0.001

2.3 JbntiE M X KB BE MS B 0 2 R R i

DLW 5% X G 00 A 55Ok R AR 8 R
HA G228 L E Y A Logistic 7] 15 45
B, AAEREELLE2, ZHRESITER,
AR ORI BB OB PR SR S AR T 55 B R
Hey . UA # J& & 4= MS % Bl 57 52 i [ & (P<
0.05), W33,
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Table 2 Assignment table of independent variables

A5 i [N ERTAL]
AR (%) <60=0,=60=1
ek T=0,F=1
W DRI K e =0, &=1
157 Sh A BEE=0, P/ EE=1
Hcy (pmol/L) A
UA (pumol/L) LA

x3 AAEEMXMS BRAOZSEEST
Table 3 Multivariate analysis of MS prevalence in

Tongzhou district, Beijing

M B SEH Wald{i OR{H 95% CI  P{H

W) 0762 0495 2370 2143 0.812~5.652 0.124
ety 0.022 0.008 7.563 1.022 1.006~1.039 0.006
PR Z L 0279 0105 7.060 1.322 1.078~1.624 0.008
S5 EFEEE 0.197 0.067 8.645 1218 1.068~1.388 0.003

Hcy 1.448 0.642 5.087 4.255 1.252~14.969 0.024
UA 0.005 0.002 6.250 1.005 1.001~1.009 0.012
3 g

MS 19 &S AL i B A A AF 5T B, R 2 4 AL
SN R R R R IR B A B2 e (1 45 5 . IR AE Ok
B 5 1 2 20 5 PR e DA B AT A 6 =X A el
5 MS B AR BRI REAE BT, HE o 2Rk
S F B NI DA R — . R R TT
MS, Ko o8& 05 1 3 6 1) o A XU LA 1 7 3L
PRI, T il MIS 19 S50 31 0 S HERE i PR 2R Al 3 G
SR RFE FYEH

ANWIFE A o % b 3 N X S B 45 27 DL g
ARG AR A 788 DT e o, R 5 SR 27, 1 100
ZARKEF H MS 1 B Bk 415 A, RN
37.73% , i TAb mU Ak X BUAE M KG A HE MS H 3%
(15.69%) , " fig5 MS B2 Wibr i DL K 191 17 26 1%
A BRI M X HAT 5 MS R R,
e 5 | A5, AT Ak 2 SR BCA R0 B 42 i it R A1
A HLIX MS Y B 3R , ARBIFIT 25 5 R B i iR
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AT AT R R 9 17 0 B 38 A 5%, 5 1 MS B 4y
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WIS e e R HA i PTSD %2 2 BIUR B 5 ) PRl 2%
T

MLF ML Fi R

[(# ZE] B 7 @HE 7 G K )45 f5 Bk bR i (PTSD ) & A= IR K5 e B 3
FiE PEEC20194F 1 H % 2021 4F 12 H T 4R SN A0 N R EE BEdEA T 8B Fa R i Y 82 4417 1
SR FE R G, 5y e MR AR g 64 7 00 7R AR TG L 7= 1E 30 81 R X B, SR A 5 F ik R 1
(PCL-C) PEAS 21 1Y) PTSD B4 5 55 R — 0 Rl R A 36 £ 18 [ PR 32 (SAS ) SN AR H #5276 (SDS) Xt
BB 5 R L I AT IR A EAS L L PCL-C E143=38 43 9 PTSD HE IR BH A4 ) AR vfis , ik — 25 13 Fi 2. K]
% M It Logistic [1H 20 M0 7= 40350 s 72 Ja R Il & 48 PTSD IUREmAIN 2 . B8R &fl's 7 )n R %
- PTSD A 15 4 (18.29% ) 5 77 i KA ML 4H . PTSD BH k41 () PTSD Jal 43 Ko 45 4 i v 43 34 v T 7= Ja Ja K
M4 PTSD BAEAL, 2% 7 Geit2¢ 5 X (1=11.210,7.713,9.526,15.135 . 6.727 . 3.637 . 3.539 . 14.048, P<
0.05) . HLHFE ARG MEAR BT & AE B 5 R OB A L3R KE LSAS 1 SDS 4B R
T B 72 5 K I & AR PTSD AYS2 0 [N 2 (£/=16.452.4.679,9.856 , 18.988 . 4.874 . 6.504., P<0.05) ; —JC
Logistic [l 54387 22 B Q45 58 R B 5T 2t A B A B 37 S0 Re AR LI & 0E L SAS F1 SDS #4334 & 417 1A
R =R R L & A2 PTSD AYAR ST S N 28 (P<0.05) . 518 Q05 sl (RS & AR B s B 2 35 ik
LI R ARE R EE I AR R 1330 B 7 5 K i & 2E PTSD (A S7 e 6 R 2R I IR 1 i 45 6 AH G52 il
PRI, R BT3B S s R i, BAIK PTSD f) A 2E 8 | (R e bR B e
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Analysis of the occurrence status and influencing factors of PTSD in primiparas with

massive hemorrhage after cesarean section

WEI Wenjing,, DENG Zhenzhen* , HUANG Peibin

(Maternity District 2, Huizhou Central People * s Hospital, Guangdong Province, Huizhou, Guangdong,
China, 516000 )

[ABSTRACT] Objective To investigate the status and influencing factors of post- traumatic stress
disorder (PTSD) in primiparas after cesarean section. Methods From January 2019 to December 2021, 82
primiparas with massive hemorrhage after cesarean section in Huizhou Central People’s Hospital, Guangdong
Province were selected as the research object. In addition, 30 women without bleeding after cesarean section in
our hospital during the same period were selected as the control group. Post-traumatic stress Disorder Scale
(PCL-C) was used to evaluate the PTSD scores of the two groups. In addition, the general data questionnaire ,
self-rating anxiety scale (SAS) and self-rating depression scale (SDS) were used to investigate and evaluate the
postpartum hemorrhage after cesarean section. The PCL-C score =38 was divided into positive criteria for PTSD
symptoms. Single factor and binary Logistic regression were used to analyze the influencing factors of PTSD in
primiparas after cesarean section. Results 15 cases (18.29% ) had PTSD after cesarean section. The total PTSD

score and all dimensions scores of the postpartum hemorrhage group and the PTSD positive group were higher

KA A 22020 55 & M FAHGTRI(E T Z4) 7 B (2020Y018)
VSl AEERMN TP CARER AR, &, 291 516000
*iBAZ A AR, E-mail : 362589521@qq.com
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than those of the postpartum hemorrhage group and PTSD negative group, and the difference was statistically
significant in the PTSD positive group (#=11.210,7.713,9.526,15.135.6.727.3.637.3.539,14.048, P<0.05).
Univariate analysis showed that trauma history, sleep quality, hospital support, neonatal complications, SAS
and SDS scores were all influencing factors of PTSD in primiparas after cesarean section. (’=16.452, 4.679,
9.856, 18.988, 4.874, 6.504, P<0.05). Binary Logistic regression analysis showed that trauma history, sleep
quality, hospital support, neonatal complications, SAS and SDS scores were all independent risk factors for PTSD
after cesarean section in primiparas (P<0.05). Conclusion Trauma history, sleep quality, in-hospital medical
support, neonatal complications, anxiety and depression are all independent risk factors for post - cesarean

hemorrhage PTSD in primiparas. Clinically, relevant influencing factors should be combined to take early

prevention strategies and measures, reduce the incidence of PTSD, and protect the health of mothers and babies.

[KEY WORDS]

disorder; Influencing factors

FIVED 7 Ja R I A 2 7= i A T ) R
)5 24 h Y =1 000 mL, & 72 3035 2 72 s —
o= E (0 I & o B 43 )5 N 9 B A5 (Posttraumat-
ic stress disorder, PTSD) E % F B M AE 4 18 52 1
SRZ I B AR N DT KRR M| & AE
IR PR A B B N ) — RN P AR . PTSD
K BT R RAE 245 A 1 A i o s i)™
RN, AR A5 T s BB S PRI
T P EAT N, At R E i ™ E R T
A3 E BB G, 77 A BB A, A
53 W5 AN 03 AR B O T 7 I R R S0 B RR
BRI, REAE A & PTSD [WIF 5T 4B 2 1F
PO RPN SR A IR T 1 e
PTSD (W58 8 /0, JUHEW 7 11 &) 5 7™ e K i
MIBESE o AT S BRI TR B S R I ) 7
AT A 534, WA H & A PTSD B3R IT 23 A
HEZ R 2R BURGE AR T

1 BARMNKRETIE

1.1 W54

PEEL 2019 4F 1 J % 2021 4F 12 H 7 %48 B M
o N R BEBE AT 8 7 5 K Y 82 i)
FERWFFEXS G IABRHE : O 01 7= 10 ; Q4F i
18~45 % ;B4 45 d WiR A B &2 12 s @ B AT —
SE 1 B 52 B A RE ) LA i S AR IR RE ), BB ST 3R
A R s QAN R I A RS 5 AT
5o HEBRBRUE : QA KEFE L #  @A N T fig ke
R O/ A HAb ™ H SR . 82 H/")5
KA A7 - Y 4R R (31.2628.16) %, V-4 43
W22 5 Ry (38.65+1.15) Jil o 5 306 M) 0T AS e 2R 4 7
HEr P 5 JC S LY 77 48 30 ) % B4 . AR

Primiparous mothers; Cesarean section; Postpartum hemorrhage ; Posttraumatic stress

i e A I S oy AR AEE
1.2 ik
121 HETH

O— M FRHA AR . SRR A 6l A 3%
WCSERT P I AR  SCAUFR BE B 45 5 e IR T £
A BE 1) B2 4P S O RN AE O ™ 5 A T
TG 25 B A LA Tt AOhE 55 , P AR DA 35
B AT QRIS IR A R R
it (Post - traumatic stress checklist - civilianversion ,
PCL-C) " iZi R AIELA 17K H S5 A HEK
SRR R (5 4 B ) R R RE R BE (7% H)
FE B e R A 3 NMEARAE AR H) . ZmESR
() A 55 B8 =3 43 H i % 5% H oM BH M Ferp 7
PRI IE IR A =1 430 FHAERE IR A, 100 3k R ACE IR A
=3 43 N BAPERE R, o e P RE IR =2 43 FH
PEREIREE . [ Likert 5 R IF43 1%, % R 40 H
Tl Ol 17~85 73, 73 B0 R 3R 7R PTSD % AR KUK
K, LA PCL-C &4 =38 434 PTSD 4tk BH 4% &1
FibrE . O/HIE AR R AR AP R R
£ 8 [ 3T i 4 (Self-Rating Anxiety Scale, SAS) "
X 7= G ) A B B AT AN L <50 4 b IE T, =50
G343 08 VR e AR BT 0™ R AR A T R
(Self-rating depression scale, SDS) "', <41 43 4 1F
B, =41 5 R PR IE ™
1.22 JA&IE

TEL B BE R B2 01 2 H M UE S, ™ A8 AR B8
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1.3 Gileorik

K H SPSS 15.0 G228k 4 47 58 434 5 it
R (X £5) FR  ATASTAEAS ¢ K556 5 THECF R
Ph[n(%) 13R7R A7 R I 55 s PTSD B 52 e R 25
FHBAR &K K —JC Logistic [A1J9 4347 ; L P<0.05 H 2%

S EE L
2 #HR

21 IR Rl 5 7 SR . PTSD BH 4
5 PTSD BATE4H PTSD 1543 L8

775 K L4 PTSD B3 M 45 4k FE 43 3 T
FEJE TR LA, FHEZH Y PTSD i3 S 45 4 i
¥ T PTSD P4, 22 R A Geit ¢ XL (P<
0.05), WL#E1,

F1 FRAXHENS~EFEEXH M. PTSD %A S PTSD
BAMELH PTSD 540 bb&E (v +5,77)

Table 1 Comparison of PTSD scores between postpartum

hemorrhage and non-postpartum hemorrhage , PTSD positive

group and PTSD negative group (x s, scores)
15 FHASG A
SEAREE  HEREE JiE R
PRI 82 38.29+6.81 11.25+2.15 13.75+2.11 14.05+2.54
FPIETCRINNL 30 22.58+5.84 6.65£1.72 9.31+2.38  6.51%1.63
i 11.210 7.713 9.526 15.135
P <0.001 <0.001 <0.001 <0.001
PTSD [HMEZH 15 39.57+7.16 11.35+2.05 12.58+2.35 15.22+2.795
PTSD P40 67 26.88+6.48 9.28+1.98 10.37+2.15 7.54+1.67
i 6.727 3.637 3.539 14.048
P <0.001 <0.001 <0.001 <0.001

n PTSD HE/y

2.2 WHERVE AR I PTSD A ER R 2 4 #r
AP AR, B s BRSP4
TF B LI KE (SAS F1 SDS P AR PR
B PSR I R A2 PTSD 19 5% PR 2% (12=16.452.
4.679.9.856.18.988.4.874.6.504,P<0.05), W2,
2.3 W7 EHE 7 fE K i PTSD 1Y = ot
Logistic [21 55347
PL) = i858 7= 5 & 4 PTSD 5 5 o0 R AR
i, DU — M BOR A A AE 54T Logistic 011543
Mro 728 IE W32 3. —JC Logistic 71343 #7 2¢ B
B s R AR B A A e S R AP SRR A LI &
it \SAS F1 SDS P43 ¥4 20 7 1 8 7 Fa Ok i
KM PTSD Ay ST fE e 2 (P<0.05) o L& 4.

3 it

725 PTSD 3 H 24 W B 405 K sk e HL R4 520

R2 HErARNEEEARDPTSD BEBEEZSH (n(%)]

Table 2 Univariate analysis of POST-Cesarean hemorrhage

PTSD in primipara [n(%) ]
, PTSD BH ¥ PTSD FIYE . e
HZE e (n=15)  (n=67) 71 PE
AR () <35 5(33.33) 32(47.76) _ . .
=35 10(66.67) 35(52.24) 1.030°0.310
SCAL R B RUT 4(2667) 16(23.88)
KL RLLE 11(73.33) 51(76.12) 0011 0.916
B3 s H 13(86.67) 20(29.85)
T 2(13.33) 47(70.15) 16452 <0.01
M I S [ A 3(20.00) 33(49.25)
2% 12(80.00) 34(50.75) 1.6790.031
TR B UG e 13(86.67) 55(64.18) .
WG 2(13.33) 12(17.91) 0002 0.963
B LB b= 10(66.67) 43(64.18) .
EEA N 5(33.33) 24(35.82) 0.033 0855
FEBE AR S8 BT 4(26.67) 20(29.85) .
% 11(73.33) 47(70.15) 820 0002
FUA(TTE) <5 5(33.33) 26(38.81)
>5 10(66.67) 41(61.19) 0156 0.693
BRI A 11(73.33) 10(14.93)
7o 4(26.67) 57(85.07) 18.988 <0.001
SAS(41) <50 9(60.00) 20(29.85)
=50 6(40.00) 47(70.15) 1874 0.027
SDS(43) <41 5(33.33) 46(68.66)
=41 10(66.67) 21(31.34) 6.504 - 0.011
*x3 TEMWMER
Table 3 Variable assignment table
A i iR EREAL]
A5 & J6=0, %=1
I I o7 R1F=0,25=1
[E RS E RIF=0, 25=1
B LIt K AE J6=0,4=1
SAS <50=0,=50=1
SDS <41=0,=41=1

R4 FEARIEERAH M PTSD BT Logistic BT 447
Table 4 Binary Logistic regression analysis of PTSD of

primipara after cesarean section after massive hemorrhage

S B1H S.Ef§Wald{§ P18 ORMH 95% CI
A5 s 1.358 0.584 5.407 0.020 3.888 1.237~12.219
MEAR T HE 0491 0.113 13.749 <0.001 1.634 1.218~2.038

FEBEWIE IS4 0,568 0.125 20.648
HELIFRIE  1.065 0.357 8.899
SAS 1.667 0.649 6.598
SDS 1.895 0.774 5.994

<0.001 0.493 0.248~0.978
0.003 2901 1.441~5.842
0.010 5.296 1.484~18.897
0.014 6.653 1.459~30.326

PR OB RS R PTSD F B R M A L AR |
[ 3 PR A | 045 M i, 7™ B R 7 1 B 0 fgE
FRES oIS BRI K B, X P IS &4 PTSD YR
BB BT, A AT AR A L 4
A R o B ) L, 5 B HGE B A (G o
AWFFREER W, 77 5 K 14l PTSD @53 2
B PEVE Sy i T e OO LA, B 72 0 R H I
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HOMA-IR /KK T % B4 , HOMA-B /K V-8 T RHRAL, 22 54 Ge 2475 L (P<0.05) . MELIAIT )G ET /K
AR T XS HEAL, EMD /K- 8 3 8 T IR, 22 A 480248 L (P<0.05) o W HRZHAN RN & AR 13.32%
AL A R & R 4.16% , PRELAS RN U 25 57 6 5012238 L (P>0.05) ., 4518 T2DM & M
SGLT-2 $ilFE A 9 & 22307 il A R K, F—25 235 HOMA-IR \ET & FMD /K-,
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Effects of sodium - glucose cotransporter - 2 inhibitor combined with insulin pump on
HOMA-IR, ET and FMD levels in patients with T2DM

HAO Shidan'*, XU Ying®, HAO Shiyu’, ZHANG Jingyi’

(1. Department of Endocrinology, Tangshan Hongci Hospital, Tangshan, Hebei, China, 063000; 2. Department
of Endocrinology, Kailuan General Hospital , Tangshan, Hebei, China, 063000; 3. Department of Cardiology ,
Tangshan Hongci Hospital, Tangshan, Hebei, China, 063000)

[ABSTRACT] Objective To analyze the effects of sodium-glucose cotransporter-2 inhibitor (SGLT-
2) combined with insulin pump on steady state simulated insulin resistance index (HOMA -IR) , endothelin
(ET) and endothelial diastolic function (FMD) levels in patients with type 2 diabetes (T2DM) mellitus.
Methods 93 patients with T2DM admitted to Tangshan Hongci hospital from August 2019 to August 2021
were selected and divided into the control group (insulin pump) 45 cases and the observation group (SGLT-2
inhibitor + insulin pump) 48 cases according to different treatment schemes (according to medical advice).
Fasting blood glucose (FBG) , blood glucose 2 hours after meal (2hPG ), glycosylated hemoglobin (HbAlc) ,
fasting insulin (FIns) , HOMA-IR, Islet of Langerhans 8 Cell function index (HOMA-B), ET, FMD levels
and adverse reactions before and after treatment were compared between the two groups. Results The levels of
HbAlc, FBG and 2hPBC in the two groups decreased after treatment, and the levels of HbAlc, FBG and
2hPBC in the observation group were significantly lower than those in the control group after treatment (P<
0.05). After treatment, the levels of Fins and HOMA-IR in the observation group were lower than those in the
control group, and the level of HOMA-B was higher than that in the control group (P<0.05). After treatment,
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the level of ET in the observation group was lower than that in the control group, and the level of FMD was

significantly higher than that in the control group (P<0.05). The incidence of adverse reactions was 13.32% in

the control group and 4.16% in the observation group (P>0.05). Conclusion SGLT-2 inhibitor combined with

insulin pump therapy can effectively control blood glucose level in T2DM patients, and further improve the

levels of HOMA-IR, ET and FMD.
[KEY WORDS]
ET; FMD

2 FIHE PR % (Type 2 diabetes, T2DM ) J&—Ffi1&
P, o RS BRI R % T T2DM & 4 it
B R B AN A WA K S e A AR I R
S B ZR B ARAE AT MAAS T INUBE AR AL ™
HEREAAEZEYW, BEEEE MR E
T g, ST TR AR 73 WA D B L 4% A
AT B R0 o I 5 3R e S b T B R A R R
T R R R E , LA IR 2045 s R 1 B
Y2 A e AR SR WE R WO R 2 — , R
LA N B 2R LA A, PN e A 2 S Bt Tk ok A
B Ak , i A5 0 & AR e P ZE 5 kO HILBEAE i
BB, AP RGN 52 2, 48 DA 28 2 i i3 50 ik
FURUT BB ok ks A A Ak, S B0 A 8 DR s XL 1
[ W (1 G D A P I = 27 N R
B -8 A R I ) e 15 2 1 -2 4 )57 (Sodium glucose
cotransporter-2 inhibitor, SGLT-2) J& — it 7Y [ ¥
25, AR5 0, 900 5 A o 2 W R A A
IR, AT R 380 2R AR IMELARE | 33 0 PR I 11 FR A
AR B HEAE T M1 SGLT-2 il 7B A B 5 E 5T
T2DM i # Fa BB 5 2 #1458 £ (Steady state
simulated insulin resistance index , HOMA-IR) . N |7
% (Endothelin, ET) J A K &F 5K 21 fiE (Endothelial
diastolic function, FMD ) 7KF- (52, BLARIE AT o

1 #RE5HZE

— Bk
PRIUH I 5L ZEEE B 2019 4F 8 H & 2021 £ H 8
HUIA ) T2DM 3 93 ], 32 5 g 142 IR A 97 5 58
AR 43Skt REZH (i 5 25 4 ) 45 I R E¢ 4H (SGLT
-2 JAHI R0 + JBE 5 R A )48 i, oo HRAT T 24441,
4 21 ), SF AR IR (54.290+10.18) %, =5 i I bl
(Fasting blood glucose, FBG) *F-#J{H (10.26£1.74)
mmol/L, - ¥ A& i 1= $8 #( (Average body mass in-
dex, BMI) (25.17+6.92) kg/m*; WLE% 4H 5 26 i , %
22 f4i] , S AE IR (55.13+10.24) %, 23 18 1A S 1
{5 (10.88+1.77) mmol/L , ¥ 14 BMI (24.68+6.85)

1.1

Sodium-glucose cotransporter-2 inhibitor; Insulin pump; type 2 diabetes; HOMA-IR;

kg/m’, PIZH— M BERE LA 22 R g i L (P>
0.05) , BA A otk

gy AR HE - OFF & (2 B0 R B ¥ 18 Fe
(2013 b)) H T2DM 53R Kbt ; @QREAE IO 2
VAIF ;A FBG>7.0 mmol/L, & 5 2 /Nt Ik (Blood
glucose 2 hours after meal, 2hPG)>11.1 mmol/L, ¥#{k
M£T#E A (glycosylated hemoglobin,HbA1lc)<9.0% " ;
DI IR TR EEE . HEBR bR : O fse R 50 G
TIRe R g ; @1 BUWE R g ol At S UM IR 5
QX AT LA IR BIEH o AR LB 24T
M R afitfEd T, 2 E A F N R E 1.
1.2 ik

X IR (JBR IS 3R ) « B SR FH 2 25 it AR A
SIS 25 3 H P IRUORE K-, Bl f o7 FH i 22 2R 2550
I TACTR S ZR -V RN B T TS, VR s TR 2 2 A
HH RIS 1 h MBS 8.0 mmol/L, 25 [ ifiUA J
FERT K FEAE 3.6~7.5 mmol/L /K FEP . #AHEEHMZ
7 WUVARAEAR MR AE AR, 75 57 B W D0 i b 25 10 A
Dy it , R AT 00 AR A T ] A T 5% 2 AR5 o

WS (SGLT-2 il HBe s, 222 ) I 2=y
AR i [R) ) R 2 — 25, [R R SGLT-2 #l i 741]
PEHGRHE S (4277 ] 98 : AstraZeneca AB, [E 251
¥ J20170039)7R97 , B H MR 5 mg, ReEaay7 128,
1.3 WEFEHR
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Y3697 80 5 08 = A IR AN SR 4R 3 ik i,
6 mL, K I IRA, MLRARAS 4T B, 438 3 000 1
min, 10 min, 203248 10 cm, UM , v 4 H 8
HbA lc 43 Hr 3K 5 HbAlc 7K -, 13 FH 1 4% 43 B A
i #f FBG .2hPBC 7K ¥,
1.3.2  WLHIRYTHIG B B AN REXS LL

A3 TRYT T I AR A 43 B ASORS: 36 2 1 Jie
% % (Fasting insulin, FIns ) 7K *F , 715 HOMA-IR 2
Ji% 5 B 40 BfL 2D fiE 48 %X (Islet of Langerhans B Cell
function index , HOMA-B) , 115 A 3 : HOMA-IR=
FInsxFBG/22.5, HOMA-B=20xFIns/( FBG-3.5) "
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1.4 G705k

R SPSS 21.0 G HAFIEATHETTH AT, Tk
BORER I G 5) F01 , SR o 4620005 T1RCPERER
n(%)F5  IER I 22 K s #9 LA P<0.05 22 57 B
CENES IS

2 R

2.1 UL IMBEFE AR L

Wi 4194 97 J5 HbAlc. FBG . 2hPBC /K 3F ) F
K, H W 24136 97 & HbAlc .FBG . 2hPBC 7K *F-
AT XA, 22 54 400 5 L (P<0.05) .
W1,
2.2 AP B AN I RE LB

WELLH VAYT IS Fins .HOMA-IR 7K I T % 1/
4, HOMA-B /K- TR IR, 22 R A eit2r g X
(P<0.05). WLz 2,

®1 WARTHRMERRILE (v+s)

Table 1 Comparison of blood glucose indexes before and after treatment between the two groups (x#s)

g1 . HbAlc(%) FBG (mmol/L) 2hPBC (mmol/L)
IBIT I HIT A IHRIT R R IE IRITHT BT A
X R 45 8.73+3.41 7.02+2.57" 8.99+3.52 7.83+2.65" 12.49+5.06 9.87+4.31°
WL 48 8.61+3.38 6.03+1.61° 8.73+3.43 6.76+1.43° 12.88+5.11 8.37+2.08"
tE 0.170 2.241 0.360 2.444 0.369 2.158
P 0.865 0.027 0.719 0.016 0.712 0.033

T IR YT RIS TR L, *P<0.05

®2 WHRTHERS B HEMINGELLE (vxs)

Table 2 islets before and after treatment in both groups B Cell function comparison (x+s)

g3 N Flns (U/L) HOMA-IR HOMA-B
AT IR T BT AT TR
Xof HR 21 45 9.72+3.46 11.86x2.37" 3.52+1.66 2.69+1.13° 52.69+11.08 63.72+12.93"
pUEzS | 48 9.53+3.41 10.46x1.05* 3.43+1.62 2.05+0.82* 53.14+11.26 70.38+13.59"
A 0.266 3.722 0.264 3.140 0.194 2417
PAH 0.790 <0.001 0.791 0.002 0.846 0.017

T AL VAT I ] HEE, *P<0.05,

2.3 P4l ET.FMD /K- b

WEHIRST IS ET 7KK T X A, FMD /K- i
FHE AR, AR L (P<0.05), WER 3,
2.4 WA R A

PZH AR RN #8255 oS it 2% (P>
0.05). W34,

3 it

IR BH XA DR ek A5 70 1 2L A0 1] 2 Jt 15
A, O HE T G B i 32, T AR IR B AL T
TEH R [ s 1 5 28 2R g — LA 4 O JC e

®3 WWHEAITHEET.FMD KFLEE (v+s)
Table 3 Comparison of ET and FMD levels between the two

groups before and after treatment (x +s)

ET(pg/L) FMD (% )
215 T : o ;
JRTTH BITIE IRIT T RIT I
XFHR4] 45 2424084 1.99+0.59°  4.56+0.89  5.16x1.54°
WA 48 2.36x0.81  1.61x0.35° 4.62+091  6.02+2.53°
t{E 0.350 3.805 0.321 2.028
P 0.726 <0.001 0.748 0.045

H HALIRYY R R ELER,*P<0.05,

FREE RS AR S AR HRTE R P R AR
HMUREA ) D5 TR A0 T4 H S — IR 2 OB
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x4 WHARRMEERWLR [(n(%) ]
Table 4 Comparison of adverse reaction rates between the

two groups [1n(%) |

A n HIHETFH OHEEAR EOWRM  EEAR
YR 45 1(2.22) 2(4.44) 3(6.66)  6(13.32)
WL 48 0(0.00) 1(2.08) 1(2.08)  2(4.16)

PaLE! 2.482

P 0.115
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5 HPV MHPEFR B & TR, 22 736 G2 L (P<0.05) ; CT NG 5 HPV fH 3 . CIN3 431
>CIN2 43 HA>CINL 4381 , 22 H YA 81120 73 L (P<0.05) . SCABTREE LT R PR IR AR <20 % |
TP >3 R CT NG (HPV 1 PR35 & TS0 AR B i b DA i M AR TG AR I >20 27 3 7= Ak
<3 H, ERA SR X (P<0.05) . Pearson fHIC/M 745501, WF5E 41 CT NG J HPV 55 3 75 5 1F AH
X (rer=0.597 , 1e=0.541, rum=0.634, P J<0.05) . £51& CT NG FpBli HPV Kl X 5 £ A% 7 i i J3 L
BB S WA E , vV s i A R i S e R

[EEiA] VIR WomZs B8R s AFLHmeE; B IUn A

The relationship between CT, NG and HPV infection and its correlation with cervical
lesions

XU Yanru*, LIN Jingtao, ZHOU Zhengwei, XUAN Chun, QIU Cailing

(Department of Laboratory , Dalang Hospital, Dongguan, Guangdong, China, 523770)

[ABSTRACT] Objective To analyze the relationship between Chlamydia trachomatis (CT) ,
Neisseria gonorrhoeae (NG) and human papilloma virus (HPV) infection and its correlation with cervical
lesions. Methods From February 2018 to February 2021, the diseased cervical tissues of 205 patients who
were treated for cervical lesions in Dongguan Dalang Hospital were selected as the study group, and 205 normal
tissues more than 5cm from the side of the lesions were selected as the control group, To observe the expression
of CT, NG and HPV in the two groups, as well as the expression of CT, NG and HPV in patients at different
stages of the study group, and the relationship between CT, NG and HPV in the pathological characteristics of
cervical lesions, and analyze the correlation between CT, NG and HPV and cervical lesions. Results The
positive expressions of CT, NG and HPV in the tissues of the study group were higher than those of the control
group, and the differences were statistically significant (P<0.05). The positive rate of CT, NG and HPV : CIN3
stage >CIN2 stage >CINI stage, the difference was statistically significant (P<0.05). The positive expressions
of CT, NG and HPV in the tissues of the study group were higher than those of the control group, and the
differences were statistically significant (P<0.05). Pearson correlation analysis showed that CT, NG and HPV
in the study group were positively correlated with cervical lesions (rer=0.597, r=0.541, rn=0.634, all P<
0.05). Conclusion Assisted by CT and NG, HPV has high detection value for the severity of cervical lesions
and can be used as a reference index in the progress of disease.

[KEY WORDS] Chlamydia trachomatis; Neisseria gonorrhoeae; Human papillomavirus; Cervical

lesions
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BB SR e PRI L R e, S PRI
P N SN =R ¢ VeV E AN P RN Y PSL
SRR AAMCEKR ", HACEIRS, 2K AR
B B0 I R B 53 1, BRI Z A B SR RN
WA AL, Hodp A #1598 9% 7 (Human papillo-
mavirus, HPV) 33 22 J8 Gy o 5 #5T HE 9090 22 1) o= S A
R IAERREE AL EXS [ B R O R
X B SR AT A R, R R DL A o T AR
V5 HR A 4K (Chlamydia trachomatis, CT) | K 4%
25 1 (Neisseria gonorrhoeae , NG ) F1l A F, 3k I8 9k B
(Human papilloma virus , HPV ) #J 4 / [7) £2 B 19 40
KT o Ferfr CT l 51 A AR i i 1k FR 3 5 0 9 38
2, M NG JT BUA AT 3222 A WK 78 1 I 3 & K 9]
B9, b, HPV JB e 2 8 350 A8 1) s IRl 2 — , ™
] B BT T A AE DGR AL i A B
FHOCHIFSE SR, TR A S AR | S D A 45 25 o 7
JE Yy 2 [8] Y AF FEAH G HR &R , 24 B — o et
I, AT A Sy — ol 5 TR A R g i A R LR
BT AR A B 500 75 P 1 CT NG HpB HPV ()%
Pen§ OLHEATAROCHERTST, Bl 4R

1 AHESHE

11—k

PEEL 2018 4F- 2 H 2 2021 4F 2 H T4 581 K
[ B AT B S0 A8 YA I 1 205 151 £ 35 1 0 A B 40
HEUWE AW . IR R (34.35£5.24) % 51
PR (52.1748.47 )kg; H IR H &4 11~17 %5
SEH IR A AR R (14.76+3.75) %, 95 BRI K -
CIN1 84 {4, CIN2 79 {4 , CIN3 42 {5i] . 5 e Bl 2
WiAE 5% 5 cm DL Y IE H 2040 205 17y R X R4, 44
A (DF 80 sy 901 B IR AR BB AR AT
"B S O A S W 10 oAb B A ILEFE RS (2006 R A
WEHT; QI FE VIS B HFAR L LU HIV iR
I7 s QG IR GRS 3#H  IT IR A % . HEBR A5
HE - OB I A Tk Jiofd 2 5 QFE 1L ) R 78 4
QBB S & O HEARE M H . W

H— R R 2= R FE X (P>0.05) , B
AR . ARWFIE S B B 240 3 25 51 S it v iE
i, Z i E T E MR A
12 ik

FEAS I, 45 0 8 T B AR A A T 24 h Gk
720 KSR 72 h PTG B TE YA | BHE ik & B
PIGIT 258 . AT BAG A it R IO R AR 1R
N HEATBIIE R AT, AR IEA TR R AR AR AR R el B R
LB FF % ok BH 3 i T 4% 2 R B S M TR BT
BT AR R P e ] 5 ST AT e A R b R
LR B SR K AR AT B G A IURE A TR TR
FEE P E AT A MR A, 37 B 55, %o 1] 58
RO FEAT Z2 s HUHE , d Z bR A PR 1 S
PR, 7 B FRUET  HPV 43 BURG  5% ] PCR+
S 2 A2 AT HPV 350 46 R N 3% A W 1k
SRR T P A 37 F HPV B (5 13 Bl
fe i 5 A fa i 19 FIRAETY) . NG il : NG &
o PR F PCR-Z RS 1L . CT RN :CT &
5 WP R FH PCR-% 4R £ . NG CT iR Il
FHT MR 2 5 PR A A B 28 W) 7= o A0 i ™
s R S U B A A THRAE
1.3 Gl ik

AW 58 KA 14 5% ] SPSS 21.0 Bk k47 458 1t
O3, B RLR I (3 2 s) R, T e 5 B
TR T n (%) Fon IR K5, AH MR
H Pearson #H 3¢ 73 #7 5 ¥ DA P<0.05 N 2% 5+ B 48

A E X
2 #HR

2.1 W4 CT.NG 5 HPV £k #

W54 404 h CT NG 5 HPV [HME R A2
TXTHRA, 2R A2 L (P<0.05), W& 1,
2.2 B #GZE CIN1, CIN2., CIN3 43 3] i % CT.
NG 5 HPV [k

CT NG 5 HPV K : CIN3 43 >CIN2 433
>CIN1 7, 2 R A G2 L (P<0.05), W32,

*®1 PHACT.NG5HPVRIZ [n(%)]
Table 1 Expression of CT, NG and HPV between the two groups [n(%) ]

CT NG HPV
24 5 n
FH RS P Bk [ERS SRS
X 2L 203 21(10.34) 182(89.66) 24(11.82) 179(88.18) 14(6.90) 189(93.10)
e 205 85(41.46) 120(58.54) 79(38.54) 126(61.46) 58(28.29) 147(71.70)
71 51.361 36.570 32.130
P{H <0.001 <0.001 <0.001




BRI SR 4 20224612 7 #5144 451241 J Mol Diagn Ther, December 2022, Vol. 14 No. 12 - 2217 -

F2 EHHE CINI.CIN2,CIN3 5 Hi £ & CT.NG 5 HPV IRiE [n(%) ]
Table 2 Expression of CT, NG and HPV in patients with CIN1, CIN2, and CIN3 stages of cervical lesions [n(%) ]

CT NG HPV
2H 51 n
3 PR FH [ikEs [HE [SERES

CIN1 84 18(21.43) 66(78.57) 25(31.65) 59(46.83) 25(29.41) 59(49.17)
CIN2 79 24(30.38) 55(69.62) 24(30.38) 55(43.65) 29(36.71) 50(63.29)
CIN3 42 29(69.05) 13(30.95) 30(37.97) 12(9.52) 35(83.33) 7(16.67)
PALEN 29.073 24.134 35.063

P 0.000 0.000 0.000

2.3 CT.NG 5 HPV 7& & K5 48 d /9 BLEFIE W73 IR CT NG \HPV MR A & T
*KF AR E R L R A TR AR I >20 X T
AL E R LAE CE R A TG AR IR <20 % | WH<3 &, EFAGZITFE X (P<0.05), WLE3,

&3 CT.NG5HPV 5EHREMHFERFFEXR [n(%) ]
Table 3 The relationship between CT, NG, HPV and pathological features of cervical lesions [1n(%) ]

CTFHM:  CTRM: NG [k

HPV [H HPV B}

e A 4 2 (i e NG IKH‘H: 2 [ i 2 (i i
GRS (85) (120) XM P (120) XM P uisey ey 2 PH

R 2.94)  31(25.3: 2.2 45(35.71 41(70. 58(39.4
SCAR R B EEPL\JT 79(92.94) 31(25.33) 00.112<0.001 65(82.28) 45(35.71) 19.330<0.001 (70.69)  58(39.46) 16.248<0.001

EP LR 6(7.06)  89(74.17) 14(17.72) 81(64.29) 17(29.31)  89(60.54)

I BTN 5 53(62.35) 59(49.17 49(62.03) 71(56.35 40(68.97) 84(57.14
SRR B (62.35) ( ) 3.491 0.062 ( ) ( ) 0.645 0.422 ( ) (57.14) 2432 0.119

i K HAl 32(37.65)  61(50.83) 30(37.97) 55(43.65) 18(31.03)  63(42.86)

w <20 58(68.24) 47(39.17 56(70.89) 49(38.89 43(74.14)  63(42.86
,ﬁgﬁw ¢ ( ) ( ) 16.827<0.001 ( ) ( ) 19.897<0.001 ( ) ( ) 16.297<0.001

A4 X >20 % 27(31.76)  73(60.83) 23(29.11) 77(61.11) 15(25.86)  84(57.14)

TR B > 2(72.94)  45(37.5 2.1 2(41.2 42(72.41 44.22
T IEL >3 62(72.94)  45(37.5) 95 047 0.001 57(72.15) 52(41.27) 18.598<0.001 (72.41) 65(_ ) 13.952 0,000

<3 23(27.06)  75(62.5) 22(27.85) 74(58.73) 16(27.59)  82(55.78)

mivcsk B <14 42(49.41) 64(53.33 45(56.96) 65(51.59 31(53.45)  76(51.70
fj“*ﬂ 4 ( ) 64 ) 0.306 0.580 ( ) ( ) 0.723 0.395 ( ) ( ) 0.051 0.821

SR suw 43(50.59)  56(46.67) 34(43.04) 61(48.41) 27(46.55) 71(48.30)

2.4 W54l CT NG K HPV 55 3 A8 A et

Pearson # 3¢ 43 #1753 A1, #F 5% 4 CT.NG M
HPV 5 & 5 42 5 1F AH 5C (re=0.597 , re=0.541,
ruv=0.634 , P J<0.05) ,

3 itig

TE SRS ] 4 T S R AR T S
& H PRI NS E S R
CIN 1.CIN 2 1 CIN 3, 3% = 28 5 48 -4 i i A8 0
T GERRRIRERTI AR , Lot B S I R IR AR
T BB AT AR AR () RURS: o B 00 AR R B S 11
W B, # RE SR 0 A o SO A, X T B R
o TS A B E R . SRARSCEERE R R
1) 5 A= SRR G I8 15 A G RIS 1) S e
F 550 g AR AR VR BT A, A HILIAR e 3% 1 3 AR
B, 5 fE HPV JE L e % 5| A B 91 57 344 4 AT
A OB S AR R R I R RO A AL R
HPV, i 50 H UL A= 58 38 IR e 9 IR CT
NG, T, Al AE R E R TP ) CT NG B
B HPV STl , DL2ESRIR T , oG Sum e R

HPV J& M A% 4 i 12 B G 55 R i DL 1y s T A
SRR B R ) — 2 DNA R, HRTZ K
BUAFAE 200 Z2 RS T | TR 308 S0 FE B 43 R v fE 3K
A AT RE S fEBOR AL RS EOR R . AT
9T & B, = fa B HPV 2 5 #0095 i & e Y E 28
P2, ML SR KT sl g Ho s AR, 5
SEf HPV SRS 23 1 ey 391 1 B 40 P 4 3844 ) o
REREE, 5l S — T,
HPV % 85 48 0 5 5 900 F 6 28 77 78 B 2 1 i s o¢
20T R A AR R 0 EE A RS
5, B4 CURA T HPV R 5 g S e B b))
CT e AE oM s SRR b Rz 40 i Py A= K %0, 51k
S0t A 9 E S, i B PR AR i DA A R
BRI W5 BoR , CT YL 21
B AU AR KR, RS H B RGN T
HPV (1 50 B, 3 LR RF S MO B 4 . 5341,
NG 5 CT [A] by o i 8 JE% e B A , 7™ & 1l 3 ol £
PERZEAE R =BG FE I PR 52 bR il v, NG
A AR U R A8 R B 2 A B 4 s Y
F A0 rp e R 2 5 4 T B 9T S RUR
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oM R, R SCHE K NG CT B Bh HPV i 47
K A 5T % B, CT NG 5 HPV BH: 2R « CIN3 4314
>CIN2 43 >CINT 4310, H 8 3 A2 5 i iy CT
NG 5 HPV FHPEZ ] 5 T IE % S S SN, Ul
BH 24905 155 B ™ I, CT NG 5 HPV MR 2 H
AR SIS, 5 LR A 2, PiA
KWFFE N, CT Y M 5 v HPV [ H R A
IR T s g — 2598 R, SO e
FE R LUR B R AR TR AR IR <20 B T IR B
>3 K #H CT NG HPV Y FHME R IR & T SCb R
E LR R TR AR >20 ¥ R ROB<3 &,
ZRAGIFE L, i Pearson FH 0 HT 55, CT.
NG 5 HPV 55 3% 28 4 41 5 1F AH ¢ , Fl Mungati
ST R RFSE AR, 327 CT NG B I HPV 165
SO AL Hh I ek B 5 IS W L

2 LRTR , CT NG Wi B HPV 60 % T 5 #5000
7 7 R LA 5 (A2 W (B, RTAE A e 1 0k
R ISR bR
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Research progress of neutrophil extracellular traps (NETs) in acute ischemic stroke

XU Yuexuan, ZHAO Xiaoli*

(Department of Clinical Laboratory, the Ganmei Hospital Affiliated of Kunming Medical University,
Kunming, Yunnan, China, 650000)

[ABSTRACT]

with high mortality and disability rate. Neutrophils, as the first line of immune defense, participate in the

Acute ischemic stroke (AIS) is one of the major causes of death and disability worldwide

occurrence and development of many diseases. In recent years, studies have confirmed that activated neutrophils
can produce neutrophil extracellular traps (NETs) , promote the formation of cerebral thrombus, and then
participate in the occurrence and development of acute ischemic stroke, but the pathogenesis has not yet been
elucidated. This article will focus on recent studies to detail the role of neutrophils and NETSs in acute ischemic

stroke, their impact on prognosis, and the significance of treatment.

[KEY WORDS] Neutrophil extracellular traps (NETs) ; Acute ischemic stroke ; Thrombosis

0P ot P A A T SRR 2P ik AR BT R 4R
25 0 M 45 9 AR i S0 S I VL AL N B A, T B
Jriy 0 A0 2H 2 ke 0 R PR DR BT A G BAE
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LA 3% M R E N H A2 B ARy s, A e
AR 35 B A HOR AT R N FRE A B 2tk

AL i A PR AR 3 A H IR AL R 9%~
9.6% , BUIL/ 5% ¥ %y 34.5%~37.1% ' . Fe i A7
AIF 5% ¢ 1% A0 10 v P s 48 it 7 A 1 PR 8 i
Jitg #1175 48 ) ( Neutrophil extracellular traps , NETs )
A LA AR 2R W DL BH AR AR % OF mT LG5 )R
70 W B B BT 25 W LA R RE R R KA
B AR SR A BFSEAIE S5 NETs 5 20tk i i 1
i 2 vh B S R AT R AR SORS il 48 NETs
(0 T8 W B HE A Ve e ot G 2 v 0 S AT
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1 NETs #4

NETs i) & 8 S A4 i

2004 4= Brinkmann 28" N IR & B T 61610
Hh L 200 i 2 1) Jif A0 R T — A e 2R ) DNA Mz
Z Pl JUORE BE 2 B £ 4E R 45 4, B NETs.,
NETs f) 2 324 DNA, F 28 B8 24 R
F1 (Histone, H) , % /& 21 £ 11 H2A, H2B, H3 Al
H4, A S 5080706 65 PR 290 e 3 1 2
(Neutrophil elastase , NE) | %8 i % 1k ¥ i (Myelo-
peroxidase, MPO) | FL2k £ [ . BE I . B 1H 2% 55
AR R R

1.2 NETs IE L

Brinkmann %' A & 1 NETs 7& 4Rz 41 i 18
I 5 10 23 BB R, FoE R R T AU = Fuchs %
NIANH NETSs JE A [/ T4 08 - F IR A8 , J&—Fh
By rh ki s sE T 2, BRI iR
NETs JE i) I R i 2, WA i i L L A
#-8 Il Z M (Lipopolysaccharide , LPS ) . F B4
{3 1% 5 (Phorbol myristate acetate , PMA ) 25 ¥4 1] {75
S NETs .

UEAER BT SEUESE , AN [A] 19155 T R R BT A 1)
NETs fE 05 A Al o Horpi 28 84 FLAESE
S5 A T A %) Sy s Tt B R T M it M e — A TR R TR
(Reduced nicotinamide adenine dinucleotide phos-
phate, NADPH ) {4 i 4 1 14 A (Reactive oxygen spe-
cies,ROS)i&4% ., Fuchs 55 AUESE T NETSs JE UK
F NADPH j*/E ) ROS™' . 7E PMA a3 LPS 45
N EVEH R, £ NADPH 4 5 ) ROS FI45 25
FIVE T, 8 RS 2R 25 W 1 i 4 (Peptidylarginine
deiminase 4, PAD4 ) 75 5 " 6 41 9 19 4H 25 1 H3
IR AL S G o A5 A U, B A 5 2 R Ak,
ROS 1455 A5 f4EJH T MPO 1 NE ML 5 Fith:
TR BN A A% A, 5 g €0 )3T 25 SR Ak e A2 (i A e
B4, 3T S5 20 e M 20 R T 3R 1 B DNA K AH
KRR B 4L NETs ™ o [Al), Li 55 AN AT
= U] PAD4 1 3% 1 X T NETs #9JE it 2 ¢ &
T2 Hakkim % AJIE 52 Raf-MEK-ERK 3 v T
NADPH A fL B 1) L JiF , 25 T NETs B 1.
Kang 55" \IESE TARGK A F (AgNPs ) 23 i3
NADPH ##fi ROS #:4%1% 5 NETs JE 1 .

A5 5 0 A2 A0 4 B (038 4 Bk R ] DL
Toll £ 32 {& 2 (Toll like receptor 2, TLR2) & #MA 5

1.1

12175 NETs 2 A, {H 75 22 TLR2 FIAMA R A 7778
Fph Y TLR2 BCAMMA 77 78 ¥ A B8 15 5 NETs JE
B o A v O R A BR TR A ] DL i — e LR R
Ty 5 002 A TR A R A R LR AL L S S A
A & A MPO I NE [ J80kr 85 (B8 i 4h >k
il NETs JE 1o BRILZ A0, Msh B A5 4 &
HE FEFE KL JE] LA R O A5 L 40k 3 RN 4k 5 -t ]
RERZ I NET HIE B>
1.3 NETs Ay

NETs [ 250 L8 5 2% , 4 1 A G — K+
bR S5 % R AR T S AE O F 5 L N R AL 2R
H3 (Citrullinated histone H3, citH3) #% 3% & H T
NETs A&, 38 % ] citH3 (7% 2183 NETs (17
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WEFEUESE NETSs 7€ ML T8 i A7 A, A A 1) 4
Gy,

2017 4F- Laridan 55" AR FH e 958 41 4k I S 9%
PG YL AT B UUE S T R A i A e A ot A A
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