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Research progress of the relationship between miR-143 and the occurrence, progression
and prognosis of osteosarcoma

LIU Jiaming, XU Hong, YANG Kun, XIANG Yang*

(Guizhou Medical University, Guiyang, Guizhou, China, 550001 )

[ABSTRACT] Objective  Osteosarcoma is a malignant disease that threatens human life, and its
incidence has been on the rise in recent years. With the continuous progress and development of medical
technology, the long-term survival rate of patients with osteosarcoma has greatly improved, but chemotherapy
resistance and tumor metastasis are still the risk factors leading to poor prognosis of patients. At present, reports
on the relationship between microRNA (miRNA) and osteosarcoma are increasing, and most studies have
shown that the expression of miRNA in osteosarcoma is closely related to its pathogenesis. Among them,
miRNA - 143 (miR - 143) may be involved in the occurrence and development of osteosarcoma as a tumor
suppressor gene. The pathogenesis of osteosarcoma is related to the decreasing of miR-143 level in vivo, and the
proliferation, invasion and metastasis ability of osteosarcoma cells will change with the increase of miR - 143
level. This article describes the relationship between the genes regulated by miR-143 (PAI-1, MMPs, K-ras,
etc.), and the occurrence, development, and prognosis of osteosarcoma.

[KEY WORDS] Osteosarcoma; miR -143; Proliferation; Invasion and metastasis; Prognosis
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Y1 R R T A5 A A SO0, T RE B TInBL g 245 W 1Y)
SORrE" R, WA miR-143 155 PV & R
JEE R AR R BLED , 6B i2 A Hoa e 3, il
A BOTAL B S o

2 miR-143 5BABHNEZERIHEE

8 AR P A miR-143 235 T FR ) 5 P 98 A
e, a0 g (A 5 TR #h 3 miR-143 335 AT F
A EAERe T AR AR T, BRI, S UL
B O B AR 5 e B AR R 22 2R AL R
(Mitogen activated protein kinase , MAPK ) iffl [ , IIt;
T G P AT A o O Tl AR s S AR
N M3l A28 SO RS B RE T TR PR R A
e R E AR

MAPK i % 5 3 J¢ 2 K B 52 /& (Epidermal
growth factor receptor , EGFR ) {55 5 [ G 24 & HE A
49% 1B PR B, BAS 530 5 IR e R A 1E
WO R ™ M kA R J& K TS 5 EGFR 4
31 Ras/Raf/MEK/ERK {55 5 1 i B4 57 5 ¥ A7 1

—EBRAR M B E A PPN miR-143 TEH
N R B VR & B, 3R B2 A K X (Epidermal
growth factor, EGF) A] Jfil{# EGFR 2 ft - £ ot
4 J& A5 1 -9 (Matrix metalloproteinase-9, MMP-9) ,
FHCH R RSN, T miR-143 FRiEKF T
FAE . Ytk miR-143 B}, MMP-9 ik W]
TR, R R 22 EFEAL, {5 EGFR /9 95 2 1k K
e AR FEELAET N R, MAPKT J&
miR-143 19 #8 5L A, e AR vp 0 5 5 60 A G G
Fo AW, miR-143 ¥ B R K R R SRR
16 F MAPK {5 53 %

3 miR-143 5SBERENEERER

i e e 7% ok R A R A %, I Bz - 6] B Ak (Epi-
thelial mesenchymal transition, EMT ) J& £ 2 K 2 2
— o JEJi 4 )& B F S (Matrix metalloproteinases ,
MMPs) AL A= K K- B ( Transforming growth fac-
tor-B, TGF-B) 44 1] 2 5 JIid EMT ™',

IEFIEHLT , MMPs 1T [ fifk 41 f 456 5 v /9 2
F RS, I 2 5 A AR 28 e B8 S o 5 i
o /INEE PR R i e R A Y 5 iy PR 2 4 rp Y ]
U, MMPs 7K - | 7, miR-143 /K F R ™, Ak,
TE A5 AR 40 0 b 5 6 3k miR-143, MMP-13 FE A
mRNA FI 25 [ 35K P A, 41 A 1T % e ]
B F %, Roberto 25 ™ fiff 5 45 1 , miR-143 7] i
MMP-9 3K ik , {115 i Jgg 9 240 i 5 7% 52 204361
I, miR-143 AJ #0461 B PR 96 7 B8 2 el W 1Y, H
miR-143 T i MMPs &34 Y ELHEEHE L [N i AN T 28
21 5 T s 0 W A i) R F--1 (Plasminogen activator
inhibitor-1, PAT-1) & R # il 5 21 4 £ 1 35 1 I8
i A -7 (urokinase-type plasminogen activator, uPA )
W 2 — A 2 YR AR . Tiedt
SRR, B AR B E T S R R AR R B P
FA L, MMP-12  PAI-1 XA P53 A 2B il e 7% L
SR, A3k 53.3% . miR-143 ] 5 PAI-1 mRNA
#Y9 3'9F #17F X (3’ -untranslated Regions, 3’ UTR) EL
g A ks B PAL-1 B AR B ER ,
PAI-1 A {2 #F B PR 5 B R 28 o [A] B Jeffrey
S5 PRI , PAL-1 R GKZ 52 J5 , MMP-13 7K
P BEZ TR, MR R RE I IR TR, XN,
uPA AN AT 2 9 fift A A A0 35 5T R R 2 s AR
1, 1 BT 0T 4 a8 2 11 Tl R G A e D A
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Wi — Al MR EMT, L[R2 0 B AR 5 7% 5
1278, 1 miR-143 Al fl X —id FE .

Dolatabadi 55 ' 5% & BHL, & IR 98 6 3 B 1 2R
B (Versican, VCAN) ZK-V-BH & =5 T 1IE 5 AHE, HS
iR i B ARG . TGF-B nl i b8 VCAN K4
HEE PRI 22 SR X 2R T Smad2/3
FOF I miR-143 FRIKMI I . IR BN,
MMPs . TGF-B 3L [FZ 5 T Mg i) EMT, Ifii MMPs |
TGE-B EMH B3R 45 52 miR-143 #5251 itk 7
0 P8 EMT 1, miR-143 BA —E 1.

BRI SEg B AR I 5% % miR-143 S8
FEIRM R B b GTP BHES R A-B R A B Y
51| Fll PH 254435 3 (Ankyrin repeat and PH domain 3,
ASAP3) 5 Musashi [f] Ji %) 2 (Musashi homolog 2,
MIS2) £ 1 B AR GL , R ik i miR-143 725
BEGN K 3K B AT 3056 R 7% 7%, H miR-143 £ ik 5
W] S 2 ASAP3  MIS2 U /b2 B miR-143
XF R I A= 22 R R I AT e 5 ASAP3  MIS2 K:IH
RETFTHAXL, ABRBRE HBELS
ASAP3 MIS2 1 33K 1) & AN i — 2P0 5e

4 miR-143 58RAEH TG

TR 98 K& B, 3 3k 1 miR-143 A] # 6l B A
AN 5%, 5 B U ® U™,
i, Nawshad 55 "W 55 7R 2 ] miR-143 7KV RS
HEATARIA AR F AR E How B B AMEA G, B
SN Z I ST & B, Bel-2 2 14 ) 3' UTR & miR-143
() F2 A PR A, 7B R A0 rf , miR-143 38 2
YEH T B ik I 41 A 98 -2 K A (B-cell lymphoma-2,
Bel-2) Z& FARY 3 UTR T o84 g i 0 T, 5% v 98
oM R B LGRS K fR 28, HE I Y e R E T
Je e U AESK , miR-143 5 B PR TS G4 1
Kbz, £ IWFFT U E 1) miR-143 I FHH A A —
0,0 miR-143 /K F T 4R SR TS AN T 2
FE B2 FLR AR

5 INEERE

G, BRBNELE KEEBGS
miR-143 ZYJFHC . 765 R, miR-143 R ikK
S5 JE] I 4L ZUAH EE A S TR R B A R U, L
R 22 O RSP SE G R, E miR-143 1] A5 5540
il et A0 R Y B 5 S A . Bk, miR-143 F ]

PR 90 41 i 34 5 5 HE A7 () 45 19 VCAN %5 3 R &
KA K, A miR-143 X8 AR Y 12 28 F
(9 5% Wi 5 R W MMPs . MAPK . PAI-1 2535 R 1 3%
AR AT . H HATET miR-143 55 A
JoE K R AR N LB B 3R 0 O, R P9 miR-143
b IR X R AR FHRICR KOS A7 R BT A RIOCR 1
A REiE— LA

miR- 143 1 S — B 9 A= P 2 B e 4> =
SYIREE T AR 25 Al i — 20 4R 98 miR-143
55 W8 R Z A R OC R, B A5 X miR-143
(AR TT L B2 At ol A I A A5 %) 90 2 Sk B AR £
A IR YT T RER ) T 1] o

S % 3k
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U7 25 DNA PRAEE P H2UiR & il 75 5 M H

WEE X A Zwmat L ERE

(¥ ZE] BH i DNARGEE T HARNERRN %, FiE FIHZERERER
W TP S 5 Bl = R AR A R 2 Ak A, DL 570 nm 420 WO FE 5 0 IR MR I TE A 6 9 AR SR )
HER NS DAL A T AR % 27 S e MRV R, 25 50 I R ORG %% 1 T e B R R
PEFE AR, I AT RS2 09 7 00 25 T U 2 DNA GRAFEACIN . S5 R Jr oA I i 28 4 315 11 it 22 o
0.63~10.00 mmoL/L , #& & F >4 2.00 mmoL/L ., LA o IR BEAE St PFAl 20 B POORS 285 B, AR eI 22 48
KT 10% o K LA H 2202 [ 5 b o o TC ) AR RS H0URE o, JFE LSO 3R 7 85%~115% 38 [l N, H 45 AN
H LI A THRAE R . FH T A ST A O vk N T BT HILRG T 6 A U S DNA SRAEAS ORI, 45 51
BIFF G BRI R IS . S Frasr 09 0T LUF T 25 DNA (RAFE T H 202 1 2 A .
[REIA] U7 DNA A HAE R &btk B miR; FE,; MM ; 45520k

Quantitative detection method of glycine in cell-free DNA collection Tube

WEI Huihui', LIU Yan', YIN Jianfeng®, SU Lihong'*, WANG Yumei'*

(1. National Institutes for Food and Drug Control, Beijing, China, 102629; 2. Jiangsu Cowin Biotech Co.,
Ltd, Taizhou, Jiangsu, China, 225300)

[ABSTRACT] Objective To develop a quantitative method for the assay of glycine in cell-free DNA
collection tubes. Methods The amino acids can interact with ninhydrin in acidic solutions to form blue-violet
compounds. The absorbance was directly correlated with the concentration of glycine, which could be adopted
for assay of glycine. The linear range of the method was optimized in this type of product and its sensitivity,
intra-assay precision, accuracy and specificity performance were studied. The developed method was preliminarily
applied to the detection of cell - free DNA collection tube. Results The linear range of this method was
determined to be 0.625~10.00 mmoL/L, and the limit of quantification was 2.00 mmoL/L. The internal precision
was evaluated with high, medium, and low concentration samples, and the standard deviation was not more
than 10% . The recoveries of simulated samples prepared with glycine national reference material were in the
range of 85%~115% and not disturbed by common additives. The developed method was applied to the detection
of cell-free DNA collection tubes used in medical institutions and the results were all in line with the technical
requirements of the products. Conclusion The developed method can be used for quantitative detection of
glycine in cell-free DNA collection tubes.

[KEY WORDS] Cell-free DNA collection tube; Glycine; Linearity; Limit of quantitation; Precision;
Accuracy; Specificity

liF 5 DNA (cell-free DNA, cfDNA)/E RGBT R & 0 4 R B9 & &, ook & 2 1 4 Bh 2 i
E@ETié‘%ﬁifﬁ,u\% H & BLRN G B A 0 AR B (LI YRR S AR R IR A AT SGE  ad FE
WASTER e 2 W SR, e K E gt T AR AN S R, 5 203k R 41 DNA BRik | &

A A B R & EE TR BT ERAT LAR R HZ T 3T %] (N2019055-IN)
et ARG S ST LR, R 102629
2. 3T R A A A A A RN 8] I OR, AR M 225300
*BASAEH : L A, E-mail : wangyumei@nifdc.org.cn; 7 40, E-mail : sulihong@nifdc.org.cn
EREBEBARNR A E —EH
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fif, 1 AL 2R A Ui B DNA R 4375 e I = B [
ik Ao PR IiF 25 DNA 19 5T i DL K 094 0 7 o
By, PR AF A T 0 200 T 977 R0 A TR Tl D o 5D A
FA A% A AR R S s s e e, H R AR
Ry — i 5 DNA LR35, X5 240 i A N2 4 A% — 1
1% ( Adenosine triphosphate , ATP ) #& ity P4 451 475 H. A5
PRAPVERT™ o (B7E [E 5E 25 it W B 48 B i A 1 LA T
FrlARAET B 19 R RN BEEI AR, BT A
TE RO H 2 R A A IR ARSI 7k o [, 258
HSCAEERT 24 H 2R & S ARSI i (AN
VE Rl 125 DNA GRAFE TSI B PPN O s, A
WIFEHEST TR DNA CRAFE Th H MR e B E 7
2, IR T EASR G RS A T FH
UE, FHTFIEE DNA PR 1 i 4a il

1 HESHE

1.1 AR5

TD5 .0 AL, W4 [ 5 B 5 PG A 25 2 25 A PR A
] ; XSE205DU/81G HL T KK, I [ M4 B FE A £
v )5 H AL U-3310 2240 AT WL 4360 EE 3, 1 FH HI-
TECH /2 ] ; SpectraMax M5 #5143 , 4 F Molecu-
lar Devices A Fl o T2 B2 Z bR e S (L5 140689-
201605, 100 mg/3Z ) , o E 1 25 5 A 2 A 5% Be 2
ML B =R, 46 99% , W ] Alfa Aesar 23 &) ; TN
LN e L WA E RN R e 3| A= I = R 1
B, o ATl W A 24 AL A R A R | UK
BT , oy A4l , e 1 2 4 T A 2l ) A BR A 7
SKEEFREN , 43 A4t W 1 2 4R Bk 20 A BR

WAL

1.2 ik
1.2.1 TR
1211 AW SRR RmA &80 &

7 37 Wi 25 SR, FRER 5.00 g Kk g FE R L 2.50 ¢
EDTA K.+ 2H0, & T [f]—hehf , MK B R 5 , %A
25 mL 2 H, GE 2, U] 200.00 mg/mL BRI
F R . 100.00 mg/mL EDTA - K, - 2H,0 f4 3 i I
W FETRAETT 50 R R, B BRI

1.2.1.2  HEMRAEM A RFIBIR AR 2R
PrifEdh 75.00 mg, LA 25 mL A, IR kA €
2%, B H S0 b v % 45 W (40.00 mmoL/L) ; FRELH
SRRbRUEN 187.50 mg, fiITA 5 mL 255, fin 3 ik
VAR, O DA 0V 4%, 1 H E R AR 4R (500.00
mmoL/L) .

1213 B =EIR VIR FREC4.00 g B = E T
95 mL N _BEH ik, A J5 , A 8.10 mg Bl &= L8
CRRAFE I I 408 PR A J 08, I A — B
kS 25 %8 100 mL, 420 %5 1 o

1.2.1.4  ZZvpiEw S8 FH/K 200 mL, Py
fit 401 mL, KSR 123 mL, = /K il R 4 338.40 g,
JIn7K % 2821 000 mL,

1.2.2 Jrikssaiar

1.2.2.1 2k LUE gl K 6F H &R b v i 25 R
(40.00 mmoL/L) # 17 #ii B , I Hl A 0.63 . 1.25.
2.50.5.00.,10.00,20.00 mmoL/L R FIFRIMEG W . HL
RS AR UER L S 1 mL 4> 9IS T 25 mL %
B IKANFE B BUA 8 mL, SR 5 A Bl — i A1
ZE W AS 1 mL LIRS 5T, T 100C/K G Lok
15 min, BT HGE A H 2SR, K EhrL 34
i E 15 min J5 , 76 570 nm KT, PAK R 43 (14
FRRE S, 0 52 2R S AR IV VR RO B . AR HE T
VI H 2 TR e Bk L o BE A Bk LIS, SR AT bR
T 22 1 B4 DA 7 B A O R 8L (o) B A /N F
0.99, 4% 45 MR T 85%~115%1 il A o

1222 KRS EER 2% NLSI-EP17-A2 XC
PR DI BERAE 2 R4 T 40 FLAATINE , AR 45
PUE B RPR | SRAFI G X (v B, 10525
TR Xe FAR HE O 25 SDs, #% B3 X LOB=
Xs+ 1.645 SD V155, 31525 FI PR LOB MR & . #R4%
TR Bo il 4200 55 T 25 11 PRk B i (IR B A
A%, Bl LOB~4LOB i [Fl N 4 S FEAS, 43 51 00 22 7
U, AR YR LA B2k 1 5 R 43 S i S AR A AR AR A R
e FE M B AE X R AR U M 22 SDs,, AR 3R 24 3
SD? = (n,SD? + n,SD’, + n; SD?, +n,SD?, ) /(i + ns+ ny
+n) VT 22 BMBCE-$4 , DT A5 20 REA 5 bR
1 25 19 4 & Al 11 SDso AR 4 /2 X LOD=LoB +
1.645 SD i 5K M BR LOD ., [H] B} 2 % LOQ=X,+
10SDs DA B R FH Ve B Vi R, RAS R A2 19 B
LOQ ¥ & Fin] % 32 BAK % 22 H FR 0.75 mmol/L,
A3 AT AT 25 YN R 15 T2 A G R R
T PRAE A, IF 4 I8 Bias +2 SDs 145 ki 2%, LI
JIE LOD I LOQ.,

1223 AEH B BUH 2R br i A W (40.00
mmoL/L) , /KRR B, il & b ARG B A 2 B A
i HE IR (U BE 43 901 A 8.00,4.00,2.00 mmoL/L) ,
A3 EAT 6 AR T AE o M4l 232X RSD=SD/
XA AR U 22 RSD .
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1.2.24  MEWEEAEESIE  BUREITK 0.18 mL, il A
10 mL Z| 45, L E S HU{E 6.75 mg/37 3 B 0.1 mL,
A 5 mL ZIFEAS , S HE 3.75 mg/5Z . R
FUURE e PR ot A 2 ol PV, 43 S
3, AT ISR TR, BAREEAE N 85%~115%
1.2.2.5  HEEC A A H R e BEAIL i EL
P i 25 DNA PR AFE & 1 3 (BLA& 128 10 mL,
P AR SR L A 1T N R v A 4.00~6.00
mg/ 3, IR 2 R N5V S 8.10~9.90 mg/ 3,
i 22 BI7E 15% ) , 4 000 rpm (r=16.7 cm) D\ [ B> 5
min. &0 5B FTFF I ZE N K AR R A
(i W PR R B A PRI AR 25 5 ) J , 8 50 A A X v
(ol B 28 53 R B ) R AT A, 4 A3t 1 i
AR A B A 5, BAS AR 09 H & R vk
FE Ct(mmol/L) . %3 B2 LRI, A LI L
YEo 3T 2R b H &R S R

m=CtxVX75/1 000

P m—R A H RIS IR & i, 2
i (mg) ; Co—HEIR I H 2RI W B, B R 2 BRI/
FF(mmoL/L) ; V=R A WARFRZE 2 (AR s AR
WARZ ), SRR G AR, B R 27 (mL) .
2 FR
21 4tk

AR T3 % A WY £ Y B E A 0.63~10.00

mmoL/L, 7 Ui [l P9, S PEAH G4y, #H ¢ R AL
r=0.996 6, WK 1,

USHEPN

y=0.1044x-0.3229
R*=0.9966

01 2 3 4 5 6 7 8 9 10
AW JE (mmol/L)

1 HERKESHRXENEEXR
Figure 1 The linear relationship between the

concentration of Glycine and its absorbance
2.2 I BRANE PR

7E 0.63~10.00 mmoL/L £ V£ [ Y , £33 %5
F1 BR LOB 4 0.80 mmoL/L, & il R LOD 24 1.00
mmoL/L, & #t fE LOQ & 2.00 mmoL/L, & 1A 15 2=
A 0.32 mmoL/L,
23 HWEE

I A R EE 439314 2.00.,4.00,8.00 mmoL/L )
%6 MHRIE LR AR 1,

Rl TEREERAPVEZERNER (n=6)
Table 1 Precision test results of samples with different

concentrations (1n=6)

FRAHVRAE  DEWRIEIIMH PRI ARifESR 22 RSD i 2% (BE)

(mmolL/L) (X) (SD) (%) (%)
2.00 1.91 0.024 1.3 4.8
4.00 3.51 0.049 1.4 12.4
8.00 7.20 0.177 2.5 10.0

2.4 fENR B ARE

DA 20 [ 2 bR o o B0 1 19 2578 R B3 5
Oy AR &, 2o il I #0030 3 S & i, 5 BHS
AOAE LA, IRDSCOR 25 B 7E 85%~115% I, 5 E
(R T IY) H bR — 530 R S B 5 v i AT A 14 v ok
ot FE R 5 EDTA - K. - 2H,0 Ji 3 o 46 1 45 S A7 BH
R B/ A B = S v o OB R o S O
*2,

R2 BRBENERERNER

Table 2 Accuracy and specificity test results

PG E it (mg/32) ME R (mmoL/L) it (mg/32) I (%)

3.75 5.25 3.94 105.0
5.26 3.94 105.2
5.50 4.12 110.0
6.75 9.13 6.85 101.4
9.24 6.93 102.6
9.50 7.13 105.6

2.5 fE e
G ol A [ 5 (N3 3 H AR BER R ) 1Y
Pin | 45 R IITEH fh AL E T LA A PR 22
RHLE . WK 3,
®3 #HilmNESR
Table 3 The test results of the tested products
PRZOR HERIKE H RS &

TR i s A
WS Atk (mg/3%2)  (mmoL/L)  (mg/3%) fratt
AR 1 10 mL/3 4.00~6.00 1.16 4.33 pasas
1.19 445 ey
1.14 4.27 i
AL 2 10 mL/32 8.10~9.90 4.40 8.25 s
4.53 8.27 ey
4.40 8.25 iy
3 itig

8 2 1M1 98 T 25 DNA R S AR 4R AR B 19 28
Yibr &Y, ol BRI TR ek, 4y PCR Al
e A RIS R L A A M i
PRV TG A SCHE M, HH A A2 Wik 7]
G — B AR BT, LI, 7 25 DNA Y PR A
5 X J 5 B W A I 235 SR d AR T H
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A BT A — R B R ML R £, (0 R A 3] 3kt
(BT XHE 25 DNA FRA7 10 RS sl AR A7, R G
H A A5 B 7 A AT ) 6 1547 v 3 00 e 8 L At
FH i 25 DNA AR A it B B O A7 45 B 40 T A9l 1
BHORE, BT WS BTEAETS%0E
XTI 5 DNA $R-A7E R PEN 7 i, B8 TE U K
g, WOE R I T Al AR i B R BOR BT, A ik
LR ITUR 56, AR Ry HUOR LA R T

AW G ST T — B I B = RN A i S
DNA A7 H 2 i A ik, b fe 2tk
YA 0.63~10.00 mmoL/L, Ji# /& % & A5 %% 0.99
PSR, HAE I B, 45 Wk B2 A RIS 3R 7R 85% ~
115% 3 ] P 5 28 56 31 ff 37 32 7 325 B9 K6 B A 1.00
mmoL/L, 5 i Ff| 3SDs i+ K I B 4 Jr v — 2, R
P Ko R SRk B A 7= ) R B, AR A H R
R 75 A0 7 e BE A 200.00~600.00 mmol/L (15.00~
50.00 mg/mL) , 2% H i A 4E HI R EE 5.00 mmol/L
(CFH 24 TR AE 7 250.00 mmol/L ) , R, 7] 3% 3%
SRR 2 HFR 0.75 mmol/L £ PEAL & & By,
1% 2% [A] #H - 0.32~0.32 mmoL/L 14 U 74 7F 1% 2% H
bR —0.75~0.75 mmoL/L 3 FEl P4, Al 1] LOQ 3k 75 56
WE, 8 %E S 2.00 mmoL/L , H AEWE I & 1% 7= i 1) K6
MZEK

iz ARG i 3 VR BE R AIE T O A Y
i B8 e RN F ok BE S LN, AR i (R 22 R
KF10%, k& R ELEHEL . UHEARER
o o i T S ASEFOURE & LA TS ) 96 30 T
D7 TR S5 R S, IBCR 25 R A 85%~115%
P, D6 IA 7 3 ELA B e AR e R 1 5 L R TRV TR A
FET RS2 H WA TP, fe S 5 ar . [\
BF, DA 57 19 5 1500 20 T 25 DNA JRAFE K
W, 25 R BFF G 7 i B BER FLE .

ARG T 1R A8 BT e R i ey VT
I B R 20 A R A A IR R LM BH S B
ST R A A PR A B AF 2 WUk, H 2t EH
PE KRG 2B R R PR AT B AR I R AR LA TN
MR . ERIE TAE T, i T8 il ) A9 & 50
P A5 U I ] AR 2 TR A A
%, AE A AR H B TTTE AT Hh R4, 52 e 245 SR 1)
HERAME, DRI, SEPR I A B TR S A S 5
WREE I, DL T A I RE A Kb B 56 Sl At 50
TIE , 25 S 3] S bR 04 78 a2 3 R DL R At 2 45 1Y
M) 37 915 FB1 , 5 2 A o v 198 Zhe M i Rl & 2y 2.00~

10.00 mmoL/L , KA HE = 1 A I A vERA 1 o[RBT,
BT AR, BRI R T BT A AT
b A T R — U AR e K A R A AR A R
WAV 5 5B -HE IR o AR i 1 il 2 8 5t
— R Ty v R AT ML R T A AR
SRR A8 8 T 5 M A PR A BB B R SR

5% 3Lk

(1] M, A, 9550, A% 23 ™ i 7 A 707 i
W ARG AT B Rk e (], i ERRE (B,
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0 B2 DR AH e il Py BRI Y 2325 i T

AAR A BRI RBL KRN AWk

[ ZE] BH 27 EIr AU IR 2 56 4 58 2 7 (mNGS) A B GI F E 0 r s & %
Bho FiE 10 FROMAEWIEE 1010 B RERR BE 3 A AKSE )T, 435145 I PRARASAH T i TR A ik BE IR A
NV % 110 B BERGRE 3 D URIEAKT S, 0 i S ARHE M AE IR A o X225 TR el Roe  HEA T AT
5. R D1 RZINSHNAE . AR N 10° cells/mL, f 4= #1245 } 10°~10° CFU/mL Ay D1-1~D1-3 LA
KA E SRR Y DO 3 A 1 29 2 10° CFU/MmL,, AR 21 i 7 10°~10° cells/mL /9 D1-3 .D1-2(10) F1 D1-1
(100) . D2 R351Z% 5 D1 KAV EMIE . XS5 A4 (UL D1 &5 8 14]) : D1-1~D1-3 245 1
W, B 7% S A R B W R G s D1-2 T AN 3 VR, AT e R A B A S R
18%~49% ; D1-1~D1-3 L) }2 D1-3 . D1-2(10) 1 D1-1(100) P 20 22 i v &S 2k Mok 18 6 0 50 10 26 1 4R
KRHIIHN 0.86~0.96, 275 Fh R fl 2 WG K, &5 00 9 0O R A0 B R . 8518 =T T L% 10
PR 9 10 22 i B AT 3%, mT T BE 97 DA mNGS Ao ARG I 5 3740

[RgiE] WIEZEIERA mERNT; R ; %0

Establishment of reference panel for quality evaluation of pathogen metagenomic next-
generation sequencing

LIU Donglai', SHEN Shu', TIAN Yingxin®’, ZHOU Haiwei', ZHANG Ying**, XU Sihong'*

(1. Division II of Diagnostic for Infectious Diseases, Institute for In Vitro Diagnostics Control , National Insti-
tutes for Food and Drug Control, Beijing, China, 100050; 2. Clinical Laboratory Department, Chinese PLA
General Hospital , Beijing, China, 100853)

[ABSTRACT] Objective To establish reference panel for quality evaluation of localized metagenom-
ic next-generation sequencing (mNGS) test in medical organizations. Methods The 10 microorganisms were
diluted at 3 gradients of 1:10 and mixed with human cells of similar concentration of clinical samples. Human
cells were also diluted at 3 gradients of 1:10 and mixed with microorganisms at low concentrations. The freeze-
thaw stability of the reference panel was studied. Results The D1 series reference materials: DO contained
105 cells/mL human cells without microorganisms; D1-1~D1-3 were composed of 105 cells/mL human cells
and microorganisms with a concentration range from 105 CFU/mL to 103 CFU/mL; D1-3, D1-2(10) , and
D1-1(100) were composed of 103 CFU/mL microorganisms and human cells with a concentration range from
105 cells/mL to 103 cells/mL. The D2 series had the same settings as the D1 series. Test the reference panel
(take DI series as an example) : D1-1~D1-3 were tested once each and except for those contained, no other
microorganisms were detected; DI1-2 was repeated 3 times and the coefficient of variation calculated using
reads number of detected microorganisms was 18%~49% ; the linear correlation coefficient Irl calculated using
reads number of detected microorganisms in group of D1-1~D1-3 and group of D1-3, D1-2(10), and D1-1
(100) was 0.86~0.96. The reference panel were tested after freezing and thawing twice, the reads number of
all microorganisms decreased. Conclusion A reference panel containing 10 pathogenic microorganisms was
established, which can be used for quality evaluation of localized mNGS test by medical organizations.

[KEY WORDS] Pathogen metagenomic next-generation sequencing; Quality evaluation; Reference

panel
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BT 98 REAE 2 HE J5 2Z i LA e PR A e o I
7 R SRR TR K 2, 15 4 T A B R 4 ey
18 2| | (metagenomic next-generation sequencing,
mNGS) H AR VLA By PR e EFN R I AR AR
G T2 Wi R , mNGS 7 AR B A 712 1948
T, U HGE S RS B s PR i Sl B iz . H
AT, T FE mNGS A7k 78 7 i P JEE A1l PR
B W 5 T Y S E AR, SR, mNGS AR I
W BT A7 AR 22 HOR ) L, LBk 2 AH G 5T o 2 1
Tk M AR e | 25 B2 97 AR A LA Ry s ok TR
PERBPRAL o BRIT L Ry PR IE mNGS A Hi AL i A
7 e I AE B S BRI, A 0 R A T BT D
Prag v RE AR A S o [ 58 T AR fdt BR 22 i PR A 46 vh
O P B2 2 B BE L 5T B R B B LA R AR PR ABTAH 1y
FEIR A G T . 27 i JE mNGS $OR i i
PEO IR R MRl S 2 Al . A T BT AL
1o A5 T J'E mNGS A H ARG 22 6 09 o it DA i
g, AW RS T AL 10 M iAE Y 1 mNGS &%
it B LA T O s o

1 #RERE

1.1 AR
111 SH MEEFEA

S R A IR HUE Y R R AN . 3%
AR A A TR IR T ) i JS R AT T L B RO
SIFFER LT BRPE e B ORI TR AR R POk
P BRI TR L B 7K BB B W 4 A TR B A A
RV AF 10 Fh 4 & A1 LG, i b 2 R
FEBEPRAT IR . A VR AN AE R Hela 40 2 b R
HER PR B 25 R A PR ml it
1.1.2 R AR

A= 8 3 B s 1l 4 1) 20 A TR 28 0 43 A
F 45 (RIS VITEK2) X B B 3 Ak W0 2 8 R 3
My LRSI = i (TR ) A RO /A 7=

22 ity Hi A B AR A AL AR B TR
AR A B A 77 109 55 20 AL 240 A 5 A #AY
(#1“5 NOVAprep DS1000) . %R %2 =i FHFEBR &
TR 28 A A 72 IR R 2 12 286 AX (75 Quibit 4)
JBE £ ) XUEE DNA 2¢O 8 2 F i3 7] 4 (Qubit
dsDNA HS) ., %l HEHR Al Ak i A% iR 4l Ak iR (4
20 R AT W FH 0 A% e il 1) s 1o R A0 6, Tl
7 S P2 K 23l P £ PMIseq /2% 4 i I s i i 6 PR 4G
DU &, I (s FH ) 2 RO 4 (7845 BGISEQ-

50) K Bt £ i e 3 £ I ) 3 7] & % (FCL SE50)
A AT 2 AT P A D A A 5 R e T
BRI R VR B 25 BHE A BR A R A2

1.2 gk

1.2 fREFEA R 57 S

AR AE Y B SIS R 5 ik, 5% AR IR
FOZH A GE
1.2.2 PRI &

A B 1Y B VR IE BB 7 (colony forming unit,
CFU ) ¥ & fift A B A B I A 7 2, 2 25 AR R
HFTARE
1.2.3 % il 8 Sk

il 8 7 ik S AR B A R HGE Sk 5 A
A5 IR0 AS R B A TR G A S
W) R R B 43 5 R 107,10 & 10° CFU/mL,
NIRRT A 10° cells/mL (927% 5 A5 40 i i
FE 33100 10° 10" B2 10° cells/mlL, 3 A e 5 1
10* CFU/mL 2% il o

225 A 7  BAYERF & R A AT & %5
A 1 VR RS SR 3 R, I 4 il
LA A K B0 B AR 5 2R 8K (coefficient of
variation, CV ) ; K Hi FR AT 14 2 2% A6 00 1 vk, I
A3 F AN [R5 A0 i A A e B R 1 5
2 ity PSR R HE R B B 2R R O R B 4
SHE ],

1.2.4 % MREEMR

S MR T B RS (29 257C) 2 IRl S
PRI, 5 1E #6647 (IKF=70C) IS5 S i kil
SR T HRER , WS R R E T
1.3 GEileFhik

FEREM T, 3 REZ K245 R & A
K 7 5 B AR i 22 (SD) 6 LASE ¥ E (X)L, 35
A RBCV, etk 3 Ak B AKSE AR A K &5
SR 2 TR A W A R 9 BRORN U E  E L 45 /S
T IAT HERIUA TR R

2 HFHR

21 ZH B

2 S 0 DO DL A5 5 R A )
D1 fI D2 &S5 FhA L2 1,
22 BEMBIUFLR

A6 P 5 7 e D) 4 e A ) e AR A 0 ) 5
NS5, S2% BN REIR . Wk 2,
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®1 FEEERATSEBENFRARETNSERENR
Table 1 Composition of reference panel for quality
evaluation of pathogen metagenomic next-generation

sequencing

DI1-2 DI-1
DQ _ _ -
AN DO DI-l  DI-2 DI-3 (" (100)

W

PNE il 1x10° 1x10°  1x10° 1x10° 1x10* 1x10°
s [T RR TR 0 4x10° 4x10" 4x10° 4x10°  4x10°
BIREFEIMATE 0 3x10° 3x10' 3x10° 3x10° 3x10°
WCAS B FFB 0 2x10° 2x10* 2x10° 2x10° 2x10°

LT ERTE 0 1.5%10° 1.5x10" 1.5X10"* 1.5%10° 1.5x10°

JEEHE R A 0 1.5%10" 1.5x10° 1.5%10° 1.5X10° 1.5%10°

D22 D21
S A DO D21 D22 D23 (100 (100)

P& ol 1x10° 1x10° 1x10° 1x10° 1x10' 1x10°
TR BRI 0 1.5%10° 1.5%10" 1.5X10° 1.5%10° 1.5%10°

POCIR M 0 1.5x10° 1.5x10" 1.5X10° 1.5%10° 1.5%10°
g KA PR B 0 1.5x10° 1.5x10" 1.5x10° 1.5x10° 1.5X10"
& it 2 A1 7 0 1x10° 1x10* 1x10° 1x10° 1x10°

R A SR 0 4X10° 4x10° 4x10" 4x10'  4x10'
T s VR v B 20 S cells/mL s A v 18 B3}y CFU/mL.,

®2 SERRELEERNEASEENFRNER

Table 2 Results of detection of reference panel by pathogen

metagenomic next-generation sequencing

S ) D1-2 DI1-1
Fiok DO DI-1 D1-2 D1-2 D1-2 D1-3 [ 50

MIRZEIEFE 0 9320 12301071 1667 163 454 3381
R MAF A 0 19 734 2065 1 786 2928 358 594 4 848
ICAEIFTE 0 8220 988 865 1339 129 275 1853

LT BR A 0 1106 120 110 233 27 38 343
BEWMOEKE 0 1676 261 207 505 46 60 738

S EY D2-2 D2-1
IS DO D2-1 D2-2 D2-2 D2-2 D2-3 (10) (100)
THRLBRE 0 8013 691 743 992 118 383 2671
FOGIEAME 0 15034 1103 1213 1752 199 825 7460
FEKSMEE 0 3076 233 222 388 37 149 1463
WEIFZEATE 0 20425 1903 2 027 2656 248 1341 9 299
WA 0 1479 140 115 190 3 25 87

VE 3R BT R R R 1 197 515 (reads )

2% i D1-2 Fl D2-2 2 A4 90 3 Ul iy
o 0P SN A2 S R AN T 50% , Hoh 7 AU
I S R BUNT 30%, W 3, &% 5 D1-1,
D1-2 #1D1-3,D1-3 .D1-2(10) M1 D1-1(100) ,D2-1,
D2-2 fil D2-3, Lk} D2-3 .D2-2(10) Fil D2-1(100) 4%
AT A PG P B0 500 4 R O 2R ) 46 X LIl
¥IKF 086, W#3,
2.3 SHMREN

SRR Rl 9225 5 D1-3 Fl D2-3 i
ARSI | A VAR R TR Rl 1 R 25 i A G HE P 310 8
I ULPH S 22 5 URA 2 O R R SO T L
A, K, ZRRL 2 RS % R H ARSI

xR3 TREAFREEHEEXREITEER
Table 3 Calculation results of coefficient of variation and

linear correlation coefficient

D1 R YA Y Fh 2 CV(%) Irll 21
AN R R ) 23 0.87 0.90
BRI I P 26 0.87 0.89
O B B 23 0.87 0.90
ThoT PR 44, 0.87 0.88

Jig Tk 49 0.88 0.87

D2 R YA P P2 CV(%) Irll 1121
TR G 20 0.86 0.91
AR L T 26 0.86 0.90

W K S TR 33 0.87 0.90

W it 722 [A] 1] 18 0.86 0.92

ik s N 26 0.87 0.96

W2 CV FRoR 3 W K I 45 A 4 1 &G 8 7 9 R 7 S R B
( coefficient of variation, CV) ;| rl | 75 D1-1.D1-2 il D1-3 1§
D2-1.D2-2 Hl D2-3 £ A P K 7 50 B SR AR DG R 88 r 1M 48
XFAH 5 21357 D1-3,D1-2(10) Al D1-1(100) 8% D2-3 . D2-2(10) FlI
D2-1(100 ) 25 G025 P i At 3 270 450 26 kA O 2 55 B 26 % {E

x4 BERFHRBEERARER
Table 4 Results of study on freeze-thaw stability of

reference panel

Z7% DI1-3
[RESZAES KR AR HER2K
& IO H R 1 163 154 127
A L SR I T 358 366 299
IR BT P 129 159 113
LRI 27 38 13
W B BRI 46 44 31
B2 i D2-3
(EESZLES KM HROIK HR2K
TR G 118 113 89
AR L P 199 229 160
W& 7K SR 37 49 23
W it 2 A R 248 282 199
B KW 3 5 0

U < 2 OB AR U R R R S (reads) .
3 iTig

mNGS AR T8 & AR IR G 2 SR &
JEY DL R N B PR TR e 4 32 W Al LA
2021 4 2 F, 5824 i B BB T B 97 4 B
W A ), BIRE X P G ] AR Y
TR SMS WA, 25 G 5508 1Y B 97 DL AR 4 A
PN I R TS 22, 0T LL A AT A, 72 ol BRI 5 5
TAEA L AT 52021 4F 7 H L (rh b [ 45
Bt 56 T SRR AR T X KO O I O T A A
SCHARAL R 5 40 X R UL ), R Fe i A
1) B2 97 BLAG) 42 JEORH O ZLR TF g B AT R S0 2 it
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AR . HAR L SORNBUR SCHF IE #E 5 mNGS
FARTF R EIr UL A s A 3 B R 52 SR,
mNGS £ I 7 FE X I LA SN BBl R fig
FIEER M, BT ML AE IE XTT B mNGS A b 1k
R /75 AT R RE A/ 2T
G2 T BN 5 AH G 5T, (AT R i S A AR GE &
FEEIT ML A AL BT PPN A0l g 52 2

AR S 2 i ) AR W o A D UL R ) 2 %
DIAEWFZE 0 4k AR BT o 7 R e 5 )
5 : O 2% S A LR AR AN A A= 4, vl DAASE
UG R IR A . @mNGS K610 35 B #6748 76 H:
A A B2 o BT TR v el P 2 B T Y 4
JE A, A UE AN HA W] 4 DR R e R B L
FfEfTRE . @S F b S A E W EMAEY .,
FLAEAT 0 it DF B 7 J 10 P 5 58 B A, A7
FEIR TS G KBS . @BERR G IR A& WL H 5 i
PR & UL A3 A 0 o Ja AT B 4 B gk AT AR SRR 58
UE, A Dl KRR R TP TP LA B R 5 T
VE. & it R g5 R, &K 2% il
PR LA A 5 40k L 2k i s IR B A 9, ok
PEAN G0 Fr 0 1 AR S CROB PEAE ) . @3
WEALT NIRAM A& HED N S % 0, 1]
DA A F G 0 25 SR A T A I

A S 2 S E R 2 - QAR 78 3 A VR4 i
506 mNGS K H BRA W2 AR S 2 i
BEE 3 FF AN MK, BT LAV i s 2, e
K5 7 51 5 i 5 200 e 8 3 g BRI, B
o v BE I N TR A0 M A RT BE 2 M mNGS 1 £ H
PR o ()3 o G ) [ s U A0t - fl A 0 0
7R [ 5 B2 - N TR 40 B B AR AL S %
fn, T THE A5 R DR O 9 RO R A O R
B, mT DLy B I i A e e (RSB ) . U
15 A3, B AT bR T v 3 %o B A A % L B
PR CEEME KPR M RE 8 An kAT
A o

ZE L TIR AR Sy T SR R TR 4
P EA RN S5 0 Sl s
ZEHMI0MEYMSH 5. HHZSH 5, AR
WA BRA LR ERE, T 2021 78 T 4 FH EJ7
ML mNGS A £k 5 2 A 165 0t 5% (B a2 B
SAATH) |, DAY A BE 97 HLF I ' mNGS 4 M fb 2 1%
PSR,

5% STk

(1] XAk, sk, FARE, 55 . 092 ik X 41 e a4k 0 e
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Application of microfluidic chip technology in Brucella detection

LI Xiang', DONG Zhanzhu®*, CHEN Hao’, SUN Xin', BAO Chunxi’, LI Yingzhi’, NIU Yiqing’, HAO
Mingyuan®, ZHAO Zhijun’, DU Yandan®*

(1. Department of Clinical Laboratory, the Second Clinical College of Inner Mongolia University for
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Yakeshi, Inner Mongolia, 022150; 5. Department of Nuclear Medicine, Inner Mongolia Forestry General
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Inner Mongolia, 162650; 7. Department of General Surgery, Inner Mongolia Forestry General Hospital, the
Second Clinical College of Inner Mongolia University for Nationalities, Yakeshi, Inner Mongolia, 022150)

[ABSTRACT] Objective To establish and evaluate the method of detecting Brucella nucleic acid
based on microfluidic chip (MC) technology, to improve the diagnostic ability of Brucella. Methods We
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designed a fully automatic technical process for the detection of Brucella DNA by the combination of MC
nucleic acid extraction, PCR and DNA reverse dot blot hybridization. The microfluidic automatic nucleic acid
detection (MC-PCR) and gene sequencing compliance test, and real-time fluorescence quantitative nucleic
acid amplification detection (qPCR) , TagMan probe detection comparison experiments were designed to
evaluate the MC-PCR method to detect Brucella, and to comparison of repeatability, accuracy, specificity,
and minimum detection limit. Results The abscissas corresponding to the peak value of the ordinates of the
nucleic acid dissolution curves of the study group and the control group are consistent, showing a single
dissolution peak with the same temperature, which is expressed as the same amplification product. There was a
significant difference in Ct value between different nucleic acid extraction methods (P<0.05). The Ct value of
Nal (machine extraction) was lower than that of AXYGEN, Tianjingsha, Jifan and Nal (manual extraction) ,
and the difference was statistically significant (P<0.05). There was no significant difference in Ct value
between Nal (machine extracted) and all gold, Tiangen and Denogen (P>0.05). The Kappa value of gene
sequencing was 0.659, which was consistent with MC-PCR. The positive coincidence rate between MC-PCR
and gene sequencing was 100% , and the total coincidence rate was 82.5% . In terms of accuracy, the
coincidence rate of the results was 100% ; In terms of specificity, the negative rate was 100%. The results of
repeatability showed that Brucella could be detected ; Detection limit: when the concentration was 825 copies/
ml, the detection rate difference between MC -PCR, TagMan and qPCR was statistically significant (y’=
24.699, P<0.05) , and the detection rate of MC-PCR was higher than TagMan and qPCR. The results of
precision can detect Brucella. Conclusion The MC-PCR detection method for Brucella nucleic acid is safe,
fast, timely and accurate, and can be used in clinic. This will improve the diagnosis rate of brucellosis and
play an important role in the prevention and treatment of brucellosis.

[KEY WORDS] Brucella; Microfluidic Chip; Polymerase chain reaction; Serum
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Figure 2 QPCR dissolution curve of Brucellosis nucleic acid
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F1 FERIAEZE CTHELEE (vts)
Table 1 Comparison of the CT values between the different

extraction methods (x +s)

$EPUT R CT1i FAH P{H

AXYGEN 29.95+0.29
Kb 32.94+0.19
Eoe e 28.07+0.08
KR 27.81+0.29

B ARAL 27.26+0.86 14.935 <0001
L 31.85+0.55
Nal (F-2) 29.2420.30
Nal (FL#E) 27.68+0.26
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Figure 3 QPCR amplification curve of Brucella nucleic aci
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Table 2 Compliance test results of different methods
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Ay A 30 0 30 100.0°  0.659
A 14 36 50 720
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QPCR ¥ HEERS 36 1" 37 913 0.777
97 8" 35 43 814"
it 44 36 80 88.8
TagMan 54| % BH 5 0 5 100 0.103
[ 30 36 75 48
At 44 36 80 5.3
i AR 2 W BH 33 23 56 589°  0.115
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Figure 4 Results of microflow of precision reference
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Table 3 Comparison of detection limits of MC-PCR, qPCR and Taman methods

¢ B (copies/mL ) MC-PCR/ A3 (copies/mL ) qPCR/ A A5 (copies/mL ) TaMan 41/ A3 (copies/mL) 7 {& P8
10 000 22/22 20/20 20/20
5 000 22/22 20/20 20/20

1 000 22/22 19/20 15/20 6.822 0.013

825 20/22* 5/20 5/20 24.699 0.000
R ARA R 825 1.000 5 000

7 : 5 qPCR [L#%, x=18.889,°P<0.001 ; 15 TaMan 4] HL 44, °=18.889,"P<0.001 .
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The relationship between serum SIL - 2R, IGF and hs - CRP levels and secondary
pulmonary infection in elderly patients with secondary pulmonary infection after stroke
HAN Yanfang*, YAN Xiangxiang,, LIU Xiaoqing

(Department of Laboratory , Changyuan People’s Hospital, Changyuan, Henan, China, 453400 )

[ABSTRACT] Objective To investigate the levels of serum soluble interleukin-2 receptor (SIL-2R ),
insulin-like growth factor (IGF)and high-sensitivity C-reactive protein (hs-CRP) of elderly patients with stroke
and pulmonary infection. Methods 148 cases of elderly patients with neurological stroke were enrolled in the
hospital from January 2020 to December 2021.The patient were divided into the pulmonary infection group (n=
104.) and the non-infected group (n=44) according to whether the patient had pulmonary infection. 80 cases of
normal subjects were selected as the control group. The levels of SIL-2R, IGF and hs-CRP in three groups
were detected by enzyme-linked immunosorbent assay (ELISA). The levels of SIL-2R, IGF, and hs-CRP of
assessment of pulmonary infection in elderly patients with stroke were analyzed by Subject - specific curve
(ROC). Results Comparison of serum SIL-2R, IGF, and hs-CRP levels: secondary pulmonary infection
group > simple stroke group > control group, the difference was statistically significant (F=515.829, 116.475,
269.541, P<0.05). Comparison of serum SIL-2R, IGF and hs-CRP levels: severe infection group > moderate
infection group > mild infection group, the difference was statistically significant (F=662.249, 293.033,

102.455, P<0.05). The Pearson correlation analysis showed that the severity of infection in patients with
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secondary pulmonary infection after stroke was positively correlated with serum SIL-2R, IGF and hs-CRP (P<
0.01). The ROC curve results showed that SIL-2R, IGF, hs-CRP and their combination had higher diagnostic
evaluation efficiency (AUC >0.7) for secondary pulmonary infection in elderly stroke patients, and the
combined application was higher than the single indicator AUC (95% CI) of 0.825 (0.700~0.973). Conclusion
The changes of serum SIL-2R, IGF and hs-CRP levels in elderly patients with stroke are closely related to

secondary pulmonary infection and can be used as auxiliary diagnostic indicators for secondary pulmonary

infection after stroke.

[KEY WORDS ] Elderly stroke; SIL-2R; IGF; hs-CRP; Pulmonary infection
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Table 3 ROC curve analysis
B0 AUC 95% CI G RIYUZ R ARSI Pl
SIL-2R 0.775 0.610~0.985 320 pg/L 0.785 0.761 0.546 0.003
IGF 0.722 0.604~0.863 170 ng/mL 0.718 0.752 0.470 0.016
hs-CRP 0.711 0.606~0.834 8 ng/mL 0.722 0.778 0.500 0.012
SIL-2R+IGF+hs-CRP 0.825 0.700~0.973 0.829 0.819 0.648 0.000
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Clinical significance of serum CRP and bone marrow morphology in patients with diffuse
large B lymphoma

ZHANG Hongxiang', ZHANG Ximei*, LI Wei**

(1. Department of Clinical Laboratory , Xuchang Central Hospital , Xuchang , Henan , China, 463200 ;
2. Department of Clinical Laboratory, People’s Hospital of Keshan County, Keshan, Henan, China, 463200;
3. Department of Oncology , Xuchang Central Hospital, Xuchang, Henan, China, 463200)

[ABSTRACT] Objective To explore the clinical significance of serum C-reactive protein (CRP) and
bone marrow morphology in patients with diffuse large B lymphoma. Methods A total of 54 patients with
diffuse large B lymphoma who were admitted to the Department of Oncology, Xuchang Central Hospital from
January 2018 to June 2021 were selected as the research group (including 22 infiltrating patients and 32 non-
infiltrating patients ), and 54 healthy subjects during the same period were selected as the control group. The CRP
levels of all subjects were detected by enzyme-linked immunosorbent assay, and the CRP levels of patients with
different stages and the control group were compared. The clinical parameters of infiltrating and non-infiltrating
patients were compared; the predictive value of CRP in diffuse large B lymphoma was analyzed by ROC curve,
and the clinical parameters were used to determine whether there was bone marrow infiltration in diffuse large B
lymphoma. Results The CRP level in the study group was significantly higher than that in the control group,
and the difference was statistically significant (30.74 + 12.75 vs 6.53 + 3.35; P<0.05) , and the CRP level
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increased with the clinical stage (P<0.05). There was no significant difference in gender, age, white blood cell

count (WBC), lymphocyte ratio, and hemoglobin (HGB) in the non-infiltrating group (P>0.05). The platelet

(PLT) level and the risk of lymphoma b symptoms in the infiltrating group were significantly lower than those in

the non-infiltrating group, and the CRP level was significantly higher than that in the non-infiltrating group, and

the difference was statistically significant (P<0.05). ROC curve analysis showed that the level of PLT, the risk of

lymphoma b symptoms and the level of CRP were the influencing factors of whether there was bone marrow

infiltration in patients with diffuse large B lymphoma (P<0.05). Conclusion The detection of serum CRP

combined with bone marrow morphology is of great value in different types of patients with diffuse large B

lymphoma, changes in disease severity, and judgment of whether there is bone marrow infiltration.
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CRP X} 5k 12 K B i 498 F0000 417 LA B2 I TR 2 50K
Wik i K B Ik VR R AR TR B . DL P<0.05
hZEFAGIFEE L,

2 #R

2.1 AN[ESr R Y CRP K22 4L
5T 40 3 CRP /K4 (30.74+12.75 ) mg/L , Xif
HEZH CRP 7K F 4 (6.53+3.35)mg/L, 5T 4H B ¥ 1Y
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CRP /K- & TR R 4H , HL B 25 I PR 23 CRP /K
SEAWTEE T, ZRA SRR L(P<0.05), W1,

K1 TRSHEZEN CRPKEEY (v+5)
Table 1 Changes in CRP levels in patients with different

stages (x+s)

53 n CRP(mg/L)
1 11 15.25+7.27
1B} 15 27.65+7.36"
i 16 33.21+8.28®
IV 12 45.52+8.53"
X e 2 54 6.53+3.35"
F1a 1329.133
P <0.001

FaXm 5 TR, bRR S TIHHE, c fn5 N,
d £R 5V, P#<0.05,

2.2 BRI SR IAIG RS E
A 5 AR R AL M AR g
5 (WBC) . I EL 41t EE A7) | i 2T 25 (4 (HGB) 22 5%
B I 58 2% 5 L (P>0.05) 5 ¥ 91 4 3 1/ Al
(PLT) /K PR & bk B3 b i R XUBS: 35 i 25 I T
ERIEA B, CRP KV B 3 5 THER IE A 85,
ERAGIFE L (P<0.05), WL#E2,

®2 REASIFRHAEKSHILE (n(%), (x£s) ]
Table 2 Comparison of clinical parameters in the non-

invasive group [n(%), (x£s) ]

—— —
sn PRy e
5 % 15(68.18) 22(68.75) 0,002 0.965
‘e 7(31.82) 10(31.25)
AR (%) 53.81x18.28  54.21x19.07 0.077 0.939
WBC(x10°/L) 13.25+12.47 9.53+3.35  1.611 0.113
WREANAE LI (%) 0.35+0.16 0.28+0.12  1.837 0.072
HGB(g/L) 111.81£23.58  110.42+23.38 0214 0.831
PLT(X107L)  125.45+103.46 276.15+123.71 4.692 <0.001
NRREAPTIRIN 62.78+3.22 68.15+4.66  4.684 <0.001
CRP(mg/L) 42.37+8.46 22.86+6.53  6.667 <0.001

2.3 PLT.f}: & W ELJE b i BRXUES FiT CRP X 9K 2
K B ik EL R R A A B R I A e 43 BT

ROC #h k4> 1 & 7 , PLT X} 1 i) AUC 16 N
0.822, I H X N e A AHE ok 277.79, PLT Wik 12
K B Itk UL FR A8 2 7 A7 7 B 1 i AU TR S
53 51 100% F1 53.1% 5 £ & Ik ELJE b i R XUBS:
X i AUC {8~ 0.832, 3 H. % B d5 44 B H
66.07 , 1 A bk ELI b i PR XU 1 W 9k 2 K B bk
I8 BB AT B R Vi R R R S B 43 )
95.5% F1 68.7% ; CRP X} i i AUC {E K 0.893, 3f H.

X Iz fie AR FHE S 36.08,, CRP F 7 57k 18 K B itk (298
B R A A R B TR T SRR RRE S B 00 A
77.3%M93.7% ., W3 Kl 1,
R3 PLT A MEREb KK CRP XI5REX B i
BEEERTHFAEBHRENES N
Table 3 Analysis of PLT, risk of accompanying lymphoma b
symptoms and CRP in patients with diffuse large B lymphoma

N
*Flbﬁ( ﬁifﬁ‘?ﬁf *J‘#}_tx? Cut-off
PLT 0.822 0.531 1.000 0.531 277.79 0.713~0.932 <0.001

M,':ﬁ? 0.832 0.642 0.955 0.687 66.07 0.724~0.941 <0.001
b iR

fBFr  AUC 95% CI  P1{H

CRP 0.893 0.71 0.773 0.937 36.08 0.807~0.980 <0.001

1.0

J —PLT

0.8 LT b AR
CRP

0.6 - BER

0.4

0.2

0 0.2 0.4 0.6 0.8 1.0
1§54

1 ROC HiZkE
Figure 1 ROC curve

3 itip

PRI K B bk LI A o R B A 4 A G Ik LR
(g —Ff I R ALY R EZRYT o, s e
BT A A AR R RIT IR Rk e A
S, S EORIE K B O R AR R AT,
BEAEBIF Y 2 PR, bk 2938 S5 3 Bl 4 TPT 8 400, . 5
SENAEERE RS EN T, R RIFHES
SR e S i AR L5 o R 5 B O o IS R AR R
Rz R

CRP J2& WA i 14— ol 225 460 Ry AR 2R 1
(PR S0t RE J N 2, 8 A R S LR 98 0
N AER: AR IC ™ . H— AR 5 A
[ A ST B8, SIP B ) A E SR SREAR S5 7, A4 o
PR H & A CRP BLIRSS S0 5, IAER K
TR W], CRP 7EIk LR S 22 Rl S A b g Aok ogs v
BT IR B, SRE BN AE e 11 A ik
PR R E MR . RN SRE 2R S0 e A )
AHE AR = Ko RAEH F, X B RIEH 5 5
TR R . FIA R 1(IL-1),
% 6(IL-6) , MYEIRIEH F o (TNF-a) ,y-THEE
(IFN-y) 8 S AE R T8 Z Fh e B3 b g 443k, i gt
JRE R F— 7 T Al fR U AR K A R, S —
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77 AT 46 S AE PR~ 1] T 40 A B CRP, 3X 1] R
JENPE R CRP S = ML ARSI Rtk
964 KB E v CRP /KT BH I T3, (R bk B 9 2 — 2 S o
A AR , AN ) I 750 )R L8 A A 2 R
HOAN[E D AT 54 R TE R B Ik TR R
CRP 7KF-B 8 /5 (g R A, H CRP /KB % B
OISR R o DRI TR AT A0 A 7R gk £ 9 ]
REMAFAEIX —H s o X ESEHXT Tk LR B
T 1070 28 7 X, $ 7R ML CRP w] 4E Ry bk B IR 0
i B R S 185 . Haase 58" 058 3R W
TEEZ W B E T A B 4UERA B #E CRP K
I TG B 4UERA R, B TAMIIE R R E
CRP /KB B & TR AMZAL M B . maRA1m
gt —25 R 9% 3 CRP 5030 K fa 6 )3
Y IR IEAR D

AT K B, R AL RS LT CRP K F-BH
m T ARRIEA B X R RIE K B ke S
FTIMYE CRP 7K V-5 H $8 I A& B A KD, vl H F9F
i B8R e B AT, A A A B BRI R IG T
TrE . TAh RIEYL R E Y PLT ARk & ik L8 b
JE R KRR T A I M A AR, #1278 PLT kL8 b
i PR A5 24 AT 7E — R b S o O R R Y
R, 1 ROC £k 45 320, PLT R b
i R CRP W ok 18 K B bk B2 98 R R B AR
IR () 29 5 45 50 51 0.531.,0.642 ,0.71 ; PLT .
Wk ELIE b AiE AR L CRP 85U 4351 100% . 95.5% .
77.3% 5 F¢ 5 JE 53 38 2 53.1% . 68.7% . 93.7% ;
cut-off {H 43 % 4 277.79.66.07 . 36.08, #&75 PLT,
PR ELSEE bAEAR  CRP FIMRIE K B R ELR B g B
FETE B BRIZ T ] 4Rt — 2 ) FEIS ARG . (HARA ST
SZREAC B )55 PR R B2, 56 ik B R AT I
5 CRP 5B $6 B A B A K0 VR A B, A 77 )5
SR R FEUESE

Zi LTk, CRP W] g A i Wt 7k 8 K B itk 2
S FBE OB AR Ak i 8 b, - ELAT AT BEFH 0
ANTFIBR1E K B Itk ELIRE SRS T T o

5% 3k

(1] SRABH, 2o, AR . A0 bk B 200 R B 240 M A5k ke
{E X Wk 18 P R B A Mt 9tk B R AR S B 0N A6 A 43 A
[J]. WRITEE2, 2019,41(5) :441-444.

(2] F™HE4E, Bk, PNEE, 55 . J0 B 6 T vk (97 % PET/CT

[9]

[10]

(11]

[12]

[13]

[14]

[15]

[16]

W AZ 4 18 F-FDG £ 2 1 55 B0 i i 52 il [X 3R [T ).
INAREEZy, 2020,60(25) : 76-78.

T, KA, REHE, S IRYT TR K B A0 Ik U
I3 LRG1 Y2235 M PR SCLT ] o 5230 i 24 ks
2019, 27(6) : 1850-1855.

SRR, ZEAF I, RO70T, 55 S A I A1 JA] L itk 2 n i
L5 PR AN L AR T /R T8 K B A bk 98 R A A A I
FHUG ISR L] B R 2R, 2019, 99(40) : 3139
-3144.

R, LR, oL, A . C IO A e R I8 MR B 41
I TR o Y K B TS B (i (0], A B2 e 5
2020, 49(10) : 1052-1054.

AR B o LR o 2, T E U 2 ik R Ll 2= 5
4%, ChineseSocietyofHematology , 55 . 1 [E 7K & K B 41 fig bk
LY 2 W 567 75 R (2013 4E i) [T]. rh AR I W 2 F i
2013, 34(9) :816-819.

FIE, R, 4, % . Ann Arbor 43 50 43 Ik LR IRk L
45 X B SOV [ ] b E AU 2 2 i, 2017, 27
(10):107-111.

A, BRAC, B AE LRI P A K R KO AR TR i
L UR T N e g v @ el S S I R 58 o s o
2021, 36(5) :480-485.

ZE0, WREEES, WEHEDH, 45 . 46 18 F-FDG IS U 7E )
2RISR B AR RS W BE R (B[] BT
JEARAE, 2021, 50(10) : 101-105+110.

F, R, RIRIR, SF . R OR B AL ik TR 4H 40
NF-«B/p65 . Bcl-2 Fil Bax ik M2 X [T]. 43 Fi2 Wi 51097
Zili, 2019,11(1):33-38.

Fastova EA, Magomedova AU, Petinati NA, et al. Bone
Marrow Multipotent Mesenchymal Stromal Cells in Patients
with Diffuse Large B - Cell Lymphoma [J]. Bull Exp Biol
Med, 2019, 167(1) :150-153.

EEUT, VLTI, A, M TAREYETRE K B 4
I 7 20987 e A 0 R I R SCLT ). Mg B v BF Y, 2021,
48(10) :947-951.

Suresh PK, Basavaiah SH, Goel M, et al. Diffuse large
B-cell lymphoma in blood and bone marrow : a rare presenta-
tion of leukemic phase at diagnosis-ScienceDirect [J]. Hema-
tol Transfus Cell Ther, 2020, 42(2):180-183.

K, BImAE, VEH, 4. Ki-67, B AU CLRE/ A Il -6 78
PRI B 20N B R v Y R 3k B SR e R AR IR R TS
B AR [T] JEAEREIE , 2020, 18(17) : 1746-1749+1753.
AL, PRS0 SO k18 R B AR A Ik TR AR A0
BR e B E BRURAAE [T ] o [ MR I DR 5 42, 2019, 26
(12):1448-1451.

Haase R, Vilser C, Hansenclever D, et al. Evaluation of the
prog nostic meaning of C-reactive protein (CRP) in children
and ado lescents with classical Hodgkin s lymphoma [J].
Klin Padiatr, 2012, 224(6) :377-381



2V BTEWEIEITAGE 20224E5 ] #5144 551 J Mol Diagn Ther, May 2022, Vol. 14 No. 5

. a
.’I,/a H e

BB BB o B8 Ui miR-27 . miR-34¢ Sl HE
PLryAHE M

FII* FIEFH AR

[# E] BB BEISEERYIBEIRSE (GDM) B LG i RNA-27 (miR-27) . ##/)N RNA-34c (miR-
34c) F KK 5 B Z P (IR) A EPE. Ak #H 2016 45 7 A Z 2010 47 12 A A K226 H
J& = B 3R 19 158 i GDM Z#3H 2 GDM 4, I e B[R] #H 162 (il fa e 2243 Sy i BR 2 . b A i 4l 2 30— fi
R B ML miR-27 . miR-34c 45 I MK (FBS ) .25 i 5 25 (FINS ) /K- B 5 R IKPL 48 4L (HOMA-IR ) 5
/1M GDM Z2 33 [fi. i miR-27 . miR-34c 5 HOMA-IR i ¢ & & GDM & A (52N £ . 58 GDM 42
FREFE R =B H W (TG) M IE & A (HDL) 5 % B IR % 11 (HDL) | [fil. 75 miR-27 \FBS . FINS Al
HOMA-IR 7K -3 8 T X IR 4, miR-34c /K AR T X IR 4, 2 F A Ge 1242 L (P<0.05) ., GDM & # il
T miR-27 % 3% 7K ¥ 5 HOMA-IR 7K 3F 5 1E 4 3¢ (P<0.05) , IfiL 7% miR-34c % ik 7K F 5 HOMA-IR 7K 3 &2
A X (P<0.05) . KT H5%K . TG . miR-27 . HOMA-IR J2 5 ] GDM %& £ [ 15 1% K 25 (P<0.05) , miR-34c
R0 GDM & A4E BR3P R 2 (P<0.05) . 458  GDM Z2 i 1L miR-27 ik 14, miR-34c ik F i,
miR-27 .miR-34c 5 IR F 3¢, 1 1] fie 5 IR AHE 0 , R i 5200 GDM & 4 & J# .

[Eg@iA] @ IRMIBEIG ; W/ RNA-27; /N RNA-34c; [ ZHEHT

Correlations between serum miR-27, miR-34c and insulin resistance in gestational diabe-
tes mellitus

SANG Yanhong*, GUO Juehan, JIAO Peilin

(Department of Endocrinology, the Fifth Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450052)

[ABSTRACT] Objective To investigate the correlation between the expressions of microRNA -27
(miR-27) , microRNA-34c¢ (miR-34c) and insulin resistance (IR) in gestational diabetes mellitus (GDM).
Methods 158 GDM pregnant women admitted to the Fifth Affiliated Hospital of Zhengzhou University from
July 2016 to December 2019 were selected as the GDM group, and 162 healthy pregnant women were selected
as the normal group. The general data, serum miR-27, miR-34c, fasting blood glucose (FBS), fasting insulin
(FINS) and insulin resistance index (HOMA-IR) of the two groups were compared. The relationships between
serum miR-27, miR-34c and HOMA-IR, and the influencing factors of GDM were analyzed. Results The
levels of body mass index, triglyceride (TG) , low density lipoprotein (HDL) , high density lipoprotein
(HDL) , serum miR-27 level, FBS, FINS and HOMA-IR in the GDM group were significantly higher than
those in the normal group (P<0.05), and miR-34c¢ was significantly lower than that in the normal group (P<
0.05). The expression level of serum miR -27 in GDM patients was positively correlated with the level of
HOMA-IR (P<0.05), and the expression level of serum miR-34c was negatively correlated with the level of
HOMA-IR (P<0.05). Body mass index, TG, miR-27 and HOMA-IR were risk factors affecting the occur-
rence of GDM (P<0.05) , and miR-34c was a protective factor affecting the occurrence of GDM (P<0.05).
Conclusion The expression of miR-27 is up-regulated in GDM pregnant women, and the expression of miR-
34c is down-regulated. miR-27 and miR-34c are related to IR, they may interact with IR, and then affecting
the occurrence and development of GDM.

[KEY WORDS] Gestational diabetes mellitus ; MicroRNA-27 ; MicroRNA-34c ; Insulin resistance

FATR B T E E AR A X R B (2016020823)
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U Oz 3] B JR 9% (gestational diabetes mellitus,
GDM) S22 7 AT SR PRSI W R 5 A AR S 10—
FIHE NG , AR 2 2 IR TR R, H
A, ] LA U B M@ R . BT, GDM 1
RAFHIL 8 AR 5E A B A e O S RIE
N SR RE A RS Z 3T (Insulin resistance , IR ) %%
YIFH ™, WF5E s, i)y RNA (microRNA , miR-
NA) 5B 5% 5 X RIBA K, BALIHE IR 20
W VETEMAE ™ . A CWESE R, miR-27a 2 U
RNA-27(miRNA-27, miR-27) F % i 51 2 — , 7 IR
b B AR RBCRTTRERIE IR (AR
FFRY . /) RNA-34¢(miRNA-34c¢, miR-34¢) {E 2
RO DRvs 8 Th SRR T U, AT R A 5 1 9
SO TS ) 2 BOBE B B IR 9 e A R JE
IR & GDM 5 Y HE B2 R 28 I PR 22 ARG S R ) 3%
P 35 %% (homeostatic model assessment insulin re-
sistance, HOMA-IR) Tl IR 7K~V 22 1AM 5 = Hk Bt
PE S BURMEA B2 16, Kl HOMA -IR A B T-3FAf
IR }¢ GDM'™', B¢ W% GDM 8 LTSN
R miR-27 .miR-34c /KF, 73 HA5 IR YA, LA
W1 R W GDM 4524k 5

1 —RERETIE

1.1 — gk

PEEL 2016 4FE 7 H % 2019 4F 12 A EBMN K456 1
Rt 22 B 420511 158 141) GDM 224 k) GDM 41, 44 A
b : OB E A CEIRE IR ISR Te M)A
& GDM MG IZ Wi bR ™ 5 @ B35 340 B IR AT 0 .
HEBR bR AE : DA IF 2 B IR e S5 40 2 2U5 0
HUR BB 3 QB IR0 JIF B DIRE M E S A
QB I 1 B T BEE B IR B R AT
B RS fE B A IR LA s @230 (8 5 e i A 3
25 . BEERR T R B N AR BE 162 19148 5 22 1R
SR HREH o PIZH A I RS ST R4 3 T TR
A AR ST 4 B B A B B 4 A U St
1.2 FEH 5

TRIzol Reagent ( 575 : J44580) W) 3% T i 4

TR W R A PR B] s microRNA $2& B F & (57
7 :845-KS-2030050 ) M4 3K T30 5 4 38 BHOE R A
FR 2\ 7] ; miRNA QPCR Master Mix (575 : 600583 )
W ST b g0 e iR S AT BR AN Fl o (R S5 A AT I
36T (5 . HY -Drop100) Wy 3 T8 K R} 4%
(Jb50) A B2 F], 520 26 Y6 22 i PCR (Quantitative
Real-time PCR, qRT-PCR) X (%5 : QuantStudio™
12K Flex) 3K TR E W HAY RGN A (),
2 A 3 AR Fr A (B : BS-220) 3K T 1 g 1E
SR I ATFRAF
1.3 ik

AR P 2P I AR 8 B v AR 2R IR
E SR HINE G E g A S
1.3.1 FEACREE

WSO W A 2 1 s I R KL 6~7 mL, & T ISR
HEE My . —HET5mLEPE T,
% IR & 30~35 min, 4 450 r/min &.0> 6 min, &[>
4210 em, B S 2 MW, % EHAF T -80THK
A, JHT miR-27 .miR-34c¢ K EAG 3 55— T
ki I I % IR & H (Low density lipoprotein ,
LDL) . %5 Ji§ Ifil 4% ( fasting blood glucose , FBS ) | = [t
‘H i (Triacylglycerol, TG) | J 25 i Jifl &% 2 (fasting
insulin, FINS ) | /5 % £ i5 25 H (High density lipopro-
tein, HDL) 7K -,

1.3.2  gRT-PCR 7z I 11 i ' miR-27 . miR-34c
kK-

M=80CIKAE FP B I8 & MG FEAS , UK I VRl
TCHE ST, R TRIzol VIR ML I FEZS 22 RNA,
FIFH 28 50 53 560 BE 114 A AR 5 RNA W 40
& % M8 microRNA 48 BOR 50 G VR U6 W 43 I %
SEA AL cDNA . M & miRNA QPCR Master Mix i)
B 456 cDNA #4741 PCR £ . miR-27 . miR-
34c ¥ILh U6 NS FHX N5 W F A0 an 2 1 it
N DL 2Ty miR-27 .miR-34c AN
1.3.3  IfiUH | A

A4 B 3 A A o A AR BT G 42 45 FBS |
LDL . TG .HDL /K ¥, I F Ak 2% ol vk A il v

R1 miR-27 miR-34c R NS ERH Us 95| ¥ F 5

Table 1 Primer sequences of miR-27, miR-34c and internal reference gene U6

HEH e 514 53" Sl 514y 5'-3"
miR-27 TTCACAGTGGCTAAG GTGCAGGGTCCGAGGT
miR-34c GGTGGAATCACTAACCACACG GTGCAGGGTCCGAGGT
ve CTCGCTTCGGCAGCACA AACGCTTCACGAATTTGCGT
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4122 31 FINS JKF- o 1) RG2S 06 5 25 3 f 48 2K
(homeostatic model assessment insulin resistance,
HOMA -IR) PFAfi IR 2 B , P4 J5 1% : HOMA - IR=
FBS xFINS/22.5'%
1.4 goitorik

K SPSS 25.0 B AFHATGE b . FTEIERS
AR R UL (x £5) RoR AT AEAS ¢ K59

[1H708r GDM A2 R % . DL P<0.05 h 225
HASI AR X

2 #R

2.1 P — TR A iR 7K Heds
GDM @2 AR E 5% . L3 TG \LDL } HDL
KN IR 5, 2 BB G5 L (P<0.05) ,

% FH Pearson £t GDM Z2 1 1174 miR-27 . miR- HAER PR VAR E R g it E (P>
34c F kK5 HOMA-IR BIMI et R Logistic  0.05) . W32
F2 WHA—EERKMBEKFELLE (v+s)
Table 2 Comparison of general data and blood lipid levels between the two groups (x +s)
25 n FER(E) EROAD TG(mmol/L)  HIEH(kg/m’) LDL (mmol/L ) FEUC(K)  HDL(mmol/L)
XPHRZH 162 29.96+5.72  26.57+1.60 1.78+0.77 21.42+2.23 2.51£1.06 1.81+0.73 1.54+0.62
GDM 4] 158 29.85+£5.57  26.43%1.52 3.76x1.46 24.55+2.37 3.23+1.82 1.76+0.68 1.99+0.78
i 0.174 0.802 15.472 12.170 4.337 0.634 5.720
PiE 0.862 0.423 <0.001 <0.001 <0.001 0.527 <0.001

2.2 MLHZEIAINIE miR-27 .miR-34c FIA7KF LK

GDM £ 2 1 1fil 7 miR-27 2 35 7K - B 58 1E %ot
HEZH 57, miR-34c A KCF- I 0 et fRAEAIC, 22 5%
WA G2 X (P<0.05), W33,

*3 WAZAME miR-27 . miR-34c FKiAKFLLEE (x+5)
Table 3 Comparison of serum miR-27 and miR-34c

expression levels between the two groups of pregnant women

(x+s)
ZH 5 n miR-27 miR-34c¢
X 2 162 1.02+0.33 1.04+0.34
GDM 41 158 1.67+0.58 0.62+0.27
tHH 12.360 12.218
P <0.001 <0.001

2.3 PHLHZE IS R UA S FE bR L
GDM %714 FBS .FINS Fl HOMA-IR 7K F-378]
XTI =, 2 S A G0 L (P<0.05) . TLER 4.

F*4 WLEZEFBS.FINS & HOMA-IR /K FEL % (v£s)
Table 4 Comparison of FBS, FINS and HOMA-IR levels

between the two groups of pregnant women (x +s)

21 5 n FBS(mmol/L)  FINS(mIU/L) HOMA-IR
YR 162 4.96+1.35 6.83+2.32 1.52+0.62
GDM 4 158 5.64+1.78 11.26+4.07 2.80+1.02

i 3.856 11.999 13.603

P <0.001 <0.001 <0.001

2.4 GDM Z2{H 117 miR-27 .miR-34c £ ik
HOMA-IR [ I VE 43 Hr

Pearson 72 4 3¢ 4 73 #7 i 7~ , GDM 8 35 1ML 7%
miR-27 %1k /K ¥ 5 HOMA-IR 7K F 5 TF A ¢ (r=

kF

0.455,P<0.05) , IfiLi# miR-34c ZiA7KF5 HOMA-IR
TS 17 R G (r=—0.425, P<0.05)
2.5 i GDM [ Logistic [al 750 #7

Pl GDM J& & &A= o A & (=1, 5=2) , LA
1A H$5%L . TG .LDL .HDL . miR-27 .miR-34c .FBS .
FINS 2 HOMA-IR /K-F- 2}y H 78 5 , 17 Logistic [] 5
I3HT, 45 R R E R %0 TG .miR-27 .HOMA-IR
JE M GDM A& A 1 16 16 A 3= (P<0.05) , miR-34c
JEFZNE GDM & A R AP R R (P<0.05) . W3R 5,

%5 Logistic EY34r 47 GDM % 4RI = M E =

Table 5 Logistic regression analysis of factors affecting the

occurrence of GDM

FRhR B SEfH wald{i ORfH  95%CI P{H
KEIRE 0600 0227 6998 1.823 1.168~2.845 0.008
TG 0502 0211 5660 1.652 1.092~2.498 0.017
LDL 0.006 0.103 0.003 1.006 0.822~1.231 0.954
HDL 0.111 0.110 1.012 1.117 0.900~1.386 0.314
miR-27 0579 0218 7.051 1.784 1.164~2.735 0.008
miR-34c  —0.270 0.101 7.173 0.763 0.626~0.930 0.007
FBS 0.047 0.115 0.166 1.048 0.837~1.313 0.684
FINS 0.097 0.107 0.824 1.102 0.894~1.359 0.364
HOMA-IR  0.681 0233 8544 1976 1.252~3.120 0.003

3 it

GDM & ¥ 3 fm , v S 8O= Ak B
VI SUEAN: T iﬁuEkJLﬁ&{EHZISEJL\HéJLm%}
B A LI B A 2R A0 T AR LA IobE &5 & A
R XA F B LA i fa AR AR R i AR
5 7R, GDM 22 [ iR dE F5 4L L 1L TG . LDL &
HDL /K88, S5 RAE D546 9 — 34, #7Rr GDM
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CINERSRENE R i N (N[5 e S B 1) N VS A R A
PR AR E AR /K-, B GDM %4,

miRNA FJ I SAE N 18 PN A5 T 1 5
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52020 4F 10 H JE 1L Ho0 B B2 0 A0 128 451 4E A T IURS i 8 25 B PR ERE , MR ISR J7 SRR TRLHS
FH o IR (n=68, ZPRIERE B BIEIT) SR (n=60 , - 5FI6IT) o FLE WAL FRIT L, K5 WBC .
RBC.PRO i1, Fhie SHAEIIRE LA KOFRIE, G5R WA ROR N (89.71% ) i X HR 4 B 5%
(75.00% ) , 22 34 Ge i 75 L (P<0.05) . 16975 M4 WBC .RBC H5UKF F K, INH B /KF [ 7}, Hrh
WFR AN AR A AR o B35, 25 A G it 2438 X (P<0.05) » /Y7 )5 P4l IEF-5 . CIPE W43 b7}, Hrp iF 5 4 28
fbich B3, 25 A 51T L (P<0.05) . BRI RIE LA (4.41%) 18T X R4 (6.67% ) (HER T
Gt L (P>0.05), S8 L RRIER R EEIRYT XER T MRS AE I PRYT 2035, v 875 i35 WBC \RBC,
INH B 7K-F, BBt S RE Uit , 28 e Phi i, (E AR I AR R A

[E8IA] SRERREIRYT ; MEATEMKAE ; WBC; RBC; PRO

Effects of seminal vesicles endoscopy in treatment on semen WBC, RBC, and serum
INH B in patients with refractory hemospermia

ZHANG Xiaolei, LIU Yifei*, GAO Bin

(Department of Urology, Tangshan Central Hospital , Tangshan, Hebei, China, 063000)

[ABSTRACT] Objective To analyze the effects of transurethral seminal vesicles endoscopy in the
treatment on semen white blood cell (WBC) , red blood cell (RBC) and inhibin B (INH B) in patients with
refractory hemospermia. Methods The clinical data of 128 patients with refractory hemospermia treated in
Tangshan Central Hospital from January 2020 to October 2020 were analyzed, and according to different
treatment methods the patients were divided into the study groups (n=68, transurethral seminal vesiclescopy
treatment) , the control group (n=60, conservative treatment). The clinical effects, the semen WBC, RBC, PRO
counts, erectile function, ejaculation function and complications of the two groups were compared. Results The
total effective rate in the study group (89.71% ) was higher than that in the control group (75.00% ), and the
difference was statistically significant (P<0.05). After treatment, the count levels of WBC and RBC in the two
groups decreased, and the INH B level increased, among which the change in the study group was the most
significant, and the difference was statistically significant (P<0.05). After treatment, the IIEF-5 and CIPE scores
in the two groups increased, and the changes in the study group were more significant, and the difference was
statistically significant (P<0.05). The incidence of complications in the study group (4.41%) was lower than that
in the control group, but the difference was not statistically significant (6.67% ) , but the difference was not
statistically significant (P>0.05). Conclusion The treatment of refractory hemospermia by urethral seminal
vesicles has a significant clinical effect, and can adjust the levels of WBC, RBC, and INH B, and improve
erectile and ejaculation functions. It has high safety and is worthy of clinical application and promotion.

[KEY WORDS] Transurethral seminal vesiculoscopy treatment; Refractory hemospermia; WBC;
RBC; PRO
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KRG BH T B R RErG 5 IF A E . XTIt
AW FT R F OB TR 28 PRAE RS B 5510 T INURS
SiE (AR HLHE B 22 | BRI/ X R i 407, HAT
ERAE 7 WS E AR A, AR il R R T MENR
PE MRS IE BB 5 . AR A IR B RS R BEIR T
XMETE P MRS E B 5 TR 41 B (White blood cell,
WBC) £ 4 i (Red blood cell,RBC) X IfiL i INH B
(Inhibin B, INH B) (52 M4 TAF5E , BLARE AR o

1 BEREFE

1.1 — gk

A3Hr 2020 4E 1 H 2 2020 4F 10 H R LT e BE
BT 11 128 IXETA M IS R I IR B, 4N
AFRifE: D% CT MRS, A B2 N
KRR 5 LR FXEA R IMASIE" s @Z591AY7 o
TR RAE R 34 H s OFTA B 16 R 7T
R T4 DA 78 248 [ B A8 P 2% 51 2 it of HL AR
H IR E S MRS, 2 F L, HEBR bR
DG I FLA T F BB & 5 QPR b b A 5 )
WA LRI A QiR R ; @/ I3
b 25 B v A UM R R A . AR R
57 0 A R B 5 5T 4 (n=68, 28 PRIB K
FEEEIRYT ) X B (=60, f£5FI6 9T ) , HI2H (R 3k
ARG, 2R TG FE X (P>0.05), W& 1,
1.2 kil Jr ik

X BEZ AR ST IR T, B 25 T 470 8z D0 9 i
TRAE 2G50 50, SR MU AE 29097, JEAR s R
F 17 10 2 BRI o 2 (AR BRI 751 Al BS AR BT R 24
M Z A BH A I SE 259, B LA BRIG T o R Bk G
A EEIE S AEIRE

F1 WMA—MBEBLLE (vs)
Table 1 Comparison of data between the two groups (x+s)

TR TR BMI e/

ey 1) (kgm')  KIE
W54 68 35.58+4.73  6.56x1.26  21.45+3.21  52/16
XHIBLZL 60  36.13x4.35  6.63x1.25  21.15%3.32  42/18
iy {H 0.682 0.315 0.519 0.684
P 0.497 0.753 0.605 0.408

HRASITLIRERGRET ARG, BEE
AT BRI S BB AT o7, 28 R OB i o DR A RS 5, o 3L
I 2 RGBT, 2 ARG B IS S N A
ToiE B 25 A A AL, B Y S R TR
7 o X ERAIURE BE R AE R AT TR 1 A B A
FHAUA: 2275 VoA 28  XPRG e B E A7 4 RS
Qb 35 5 FH A0 AR 280 Ve A 28 0T i 3 B 28 &R AL 5 %
K e 28 A BB HEAT Y TEAG 18 AL 38 {8 45 A #iF e
PEES A, PR AR R VERG %, R 5 B B S IRE
—Ji o RJGITIE B E S B UOK 18 i85, #E A
Ak A ERIRE .
1.3 WEIRIR
1.3.1 PHZHIm PRI AL UL

JPrRUARUE B A JRE I R SE R 52 2 2K
WA IE R BV = H RE R I B I
PRAE R IBES | K A Hoi 2% R W R A ] DL /bt 21
M ; TR B IR IR E R T L 2 i, IR
AT USRI [ CPE R+ 075 ) 1S 92 1 X 100%= 5
EEp &
1.3.2 WZA WBC .RBC.INH B K-V L 55

TE R8I0 T A 5 0 0 fH0E W A% R R W
H1 WBC .RBC #t H . WA S 5 R AT
5 = 2 E # KL 4 mL &% 30 min J5 , {4 H
2L 3 000 r/min, B0 248 10 cm, 43 55 ML ,
10 min J5 BRI PRAE o 38 3 it 30K Ho 258 WA oF 9
I INH B /K-
1.3.3 PR SR IIRE UL

{5 FH 2 2 Iy € [7] % 2% - 5 (Interntional index of
erectile function, [IEF-5) 7%} f 3 #h#d o GE 17 1F
a3, AU U0 AR A R T e A 1 A
) e PF43 (Chinese index of sexual function for pre-
mature ejaculation , CIPE ) "* X} H 3& Bf4E T BEE 73T
a3, AT B R DB R SRS D e e AT
1.3.4 P4 AE HEEL

IF R IE AL 45 WA PR R G i e (IR B A
B2 4 55
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R SPSS 22.0 BPFHEATHE ST, T BERORY
B (Ges) F5 AT 0K s HHBCRORER FH n (%) %
1T 22K 5 L) P<0.05 FR 2 A G B X

2 R
2.1 PHEHIm IR AL g

T L A 3R R (89.71% ) i85 FX R A 3K
R(75.00%) , 5 A5 T2FE X (P<0.05), L2,

F2 WMARKTHLE [2(%) ]
Table 2 Comparison of the clinical efficacy of the two

groups [n(%) ]

A n PR It TRk BHBR
Wl 68 35(51.47) 26(3824)  7(10.29) 61(89.71)
XHELL 60 19(31.67) 26(43.33) 15(25.00) 45(75.00)
el 4.843
PA{E 0.028

2.2 PI4IK5M WBC \RBC . INH B 7K b8

YBITRITMZH WBC .RBC . INH B H.# 2% %650
I3 X (P>0.05) , 1697 )5 P41 WBC . RBC 1%k
KRB INH B /K BT, Hdpwrse dl Atk e
WE, ZR A5 E X (P<0.05), W3R 3,
2.3 P ZhE S YIRE A

TG Y7 T P 41 TIEF-5 . CIPE PF4) lL 8 2% 7 58
25 X (P>0.05) , 1697 J5 Wi 21 LIEF-5 . CIPE 43
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X (P<0.05), W34,

R4 FEHE GBIELE (v+s)
Table 4 Comparison of erectile and ejaculation function

between the two groups (x+s)

IIEF-5(4}) CIPE(4})
4 0 — vy R e
NEEAR] WA RITH WY

W94l 68 11.25x1.24 18.15+1.56° 17.78+1.69 32.30+4.35°
XHRZL 60 11.34x1.17 14.20£1.23"  17.72+1.65 25.53+3.41°
tHE 0.421 15.759 0.203 9.692
P 0.675 0.000 0.840 0.000

T SRR AT AL, *P<0.05.

2.4 WA RAE g

WFFT AL B 3 1 9 KA, Wb PR R Gt 8% 2 4]
B 1 B, KRR 4.41% . X IEZH HPE 445
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Table 3 Comparison of semen WBC, RBC, INH B levels between the two groups (x +s)

a1l . WBC (~/HP) RBC(/~/HP) INH B(ng/L)

RITHT wIT A IRITHT HIT A IRITHT BIT I
gz 4l 68 2.87+0.06 1.68+0.07" 3.75+0.48 1.65+0.83 * 83.05+20.36 137.95+22.24°
X HRZH 60 2.89+0.07 2.03+0.11* 3.82+0.41 2.51+0.54* 82.96:20.84 125.63+21.13°

tHE 1.741 21.727 0.881 6.847 0.025 3.201
PAH 0.084 0.000 0.380 0.000 0.980 0.002

W S RIRI T, P<0.05,
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MR MR E TG NG N R, 48R #5541 SOD .DDR1 HIF-1o FHYESR S T4, 2 34 4001
227 X (P<0.05) . SOD .DDRI HIF-1a FH1E B E LU IR KL  TNM 4 12
TR TR, 25 BA 558 X (P<0.05) . BEVIZS 0, B E140% 71 fi . BET-41 SOD.
DDR1 HIF-la B R A AL R, 22 7 A G4 E L (P<0.05) . HEUMEER R K255 8\ TNM 4
) R EE .SOD \DDR1 HIF- 1o (5 7% 1A 2y 52 i R 240 H s A8 355 TS A fa B (L R (P<0.05) . 4518
SOD .DDR1 HIF-1 o 7 7 R 4 A g v 52 300 8 23, A = 35 AT A 28 il 48 35 s o
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Relationship between the expression of SOD, DDR1, HIF - 1aa and pathological
characteristics, prognosis of tongue squamous cell carcinoma
WANG Zhonghua*, YANG Yongchao, AN Feng

(Department of Stomatology, the First Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei,
China, 075000)

[ABSTRACT] Objective To study the relationship between the expression of Superoxide Dismutase
(SOD), Disc domain receptor 1 (DDR1), Silence hypoxia inducible factor -1ae (HIF-1a) and the pathological
characteristics, prognosis of tongue squamous cell carcinoma. Methods 118 patients with tongue squamous
cell carcinoma admitted to the First Affiliated Hospital of Hebei North University from January 2017 to May
2018 were selected as the study group, and another 88 patients with benign oral diseases in outpatient clinics
were selected as the control group. The expressions of SOD, DDRI1 and HIF-la were compared between the
two groups. The relationship between the expressions of SOD, DDR1, and HIF-la in tongue squamous cell
carcinoma and the pathological characteristics and the risk factors affecting the prognosis of the patients were
analyzed. Results The positive rates of SOD, DDR1, HIF-la in the study group were higher than those in the
control group, and the difference was statistically significant (P<0.05). The degree of tissue differentiation,
tumor diameter, lymph node metastasis, TNM stage, and depth of invasion of SOD, DDR1, HIF-1la inpositive
patients were higher than those in negative patients, and the difference was statistically significant (P<0.05).
After theend of follow-up, 71 parents survived. The positive rates of SOD, DDR1, HIF-1la in the death group
were higher than those in the survival group, and the difference was statistically significant (P<0.05). The

degree of tissue differentiation, lymph node metastasis, TNM staging, depth of invasion, and high expression

KA B RF oW w AT R A 2% 8 (2021054D)
Ve AL A 7 F R G % — E TR o g4, 74k, 5k & 2 075000
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of SOD, DDRI1, and HIF-1a were related risk factors affecting the prognosis of patients with tongue squamous

cell carcinoma (P<0.05). Conclusion SOD, DDRI and HIF-1a are highly expressed in tongue squamous cell

carcinoma, and the detection of three can effectively predict the prognosis of patients.

[KEY WORDS]

T SR A MRS 2 T R LA I e, 2
VLT 40 5 DU BB . 2 R B
BTG 22, 7™ AW F B 1 B A B A i
4o YR N AME OGSO E | B8 A A B AL (Su-
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%1 T4 SOD.DDRI HIF-la Rk ER LB [n(%) ]
Table 1 Comparison of SOD, DDR1, and HIF-1a expression between the two groups [1n(%) ]

SOD DDR1 HIF-1a
21 591 n
[HM: RS FH A ikEs FHAE PR
Xif iR 4 88 19(21.59) 69(78.41) 21(23.86) 67(76.14) 15(17.05) 73(82.95)
WFoT 4l 118 97(82.20) 21(17.80) 88(74.58) 30(25.42) 101(85.59) 17(14.41)
P! 75.276 52.032 96.276
P1E <0.001 <0.001 <0.001




- 754 - BTEWEIEITAGE 20224E5 ] #5144 551 J Mol Diagn Ther, May 2022, Vol. 14 No. 5

o *5’ tord
h s - I : 03\9‘"*5 ’
% :A % DDR1 Taﬁfﬂtém@ﬁﬁiéﬁmqﬂ M5 ; B 3 % DDRI 16 E 4 4141 ] PRIk C ij HIF-1o £ E@E%éﬂiﬂ@ﬁ;ﬁéﬁ%*ﬁﬁ MR
ik ; DN HIF-la 7ETE AU PR K E S SOD 76 SR A0 M e 4 4 b FHPESR 35 5 F 2l SOD 7R IE 5 U I PR ik
E1 AREHELZH SOD.DDRIHIF-1a FiE1E R (SP,x400)
Figure 1  Expression of SOD, DDR1, and HIF-1a in different tissues (SP,x400)

2.2 EHELIRAIMEE4141T SOD .DDR1 HIF-1a % 2.3 A:f¢41 . JET-41 SOD .DDR1 . HIF-1a ik
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®2 HNEGRMMELALS $ SOD.DDRIHIF-la RiESHFEFENXER [n(%) ]
Table 2  Analysis of the relationship between the expression of SOD, DDR1, and HIF-1a and pathological characteristics in

tongue squamous cell carcinoma [7(%) |

SOD DDR1 HIF-1a
TRELS AL B B 2 PIE O b B A P b BivE  OfH P
(n=97) (n=21) (n=88) (n=30) (n=101)  (n=17)
AER <40 %  31(31.96) 11(52.38) 3141 0.076 26(29.55) 11(36.67) 0597 0463 51(50.50) 10(58.82) 0404 0.595
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W= 72(74.23)  7(33.33) 72(81.82) 15(50.00) 62(61.39) 5(29.41)

%3 474,514 SOD.DDRIHIF-la RiXER L [n(%)]
Table 3 Comparison of SOD, DDR1 and HIF-1« expression in survival group and death group [n(%) ]

SOD DDR1 HIF-1a
21 51 n
[H BAH: [H4 BA M [H 4 BH
AR 71 53(74.65) 18(25.35) 45(63.38) 26(36.62) 55(77.46) 16(22.54)
FET-4H 47 44(93.62) 3(6.38) 43(91.50) 4(8.51) 46(97.81) 1(2.13)
P! 6.956 11.785 9.551
P1H 0.008 0.001 0.002
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Table 4 Analysis of related factors affecting the prognosis of patients with tongue squamous cell carcinoma

- NS EAE iy
= Wald *ff  OR 95% CI PAi Wald {6  OR 95% CI P
IR (<40 % vs =40 %) 3.091 1.367 0.859~5.948 0.615 - - -
PR (F vs L) 4.153 2846  0.965~8.495 0.322 - - -
R S (CFF vs JE) 3.159 2613  0.796~9.158 0.594 - - -
SRR 42 (<3 cm vs >3 cm) 8.651 5249  1.793~15.365  <0.001 2.361 1.235  0.948~3.154 0.564
AR (R a4k vs RS E) 9.165 1.946  1.554~2.439 <0.001 11.263 4943  1.464~16.696  <0.001
WELEE R (F vs TC) 10.236 1.992 1.405~2.823 <0.001 9.713 4.943  1475~16.565  <0.001
TNM AT ~T vs TM~IV) 9.156 1.642 1.588~1.698 <0.001 10.543 3.117 1.055~9.215 <0.001
I (K2 vs TR)Z) 10.216 1.755 1.369~2.252 <0.001 12.361 2518  1.233~12.409  <0.001
SOD (BHM: vs FHME) 11.294 1.301 1.258~1.345 <0.001 8.527 5317  2.321~12.183  <0.001
DDRI1 (B4 vs FHE) 12.306 1.850 1.442~2.372 <0.001 10.533 4319 1.340~13917  <0.001
HIF-1a (F4E vs BHPE) 8.951 1.613 1.560~1.667 <0.001 10.531 5019  2.654~9.488 <0.001
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Relationship between serum NT-proBNP, ¢Tnl and CK-MB and short-term prognosis of
patients with acute myocardial infarction

TANG Huixing, LIU Qian, LI Qun, SUN Jiale, CHEN Xu*

(Department of Emergency Ward, Beijing Shijitan Hospital Affiliated to Capital Medical University , Beijing,
China, 100038)

[ABSTRACT] Objective To explore the relationship between serum N terminal brain natriurefic
peptide (NT-proBNP) , cardiac troponin I (c¢Tn I) and creatine kinase-MB (CK-MB) and the short-term
prognosis of patients with acute myocardial infarction. Methods The 98 patients with acute myocardial
infarction admitted to Beijing Shijitan Hospital, Capital Medical University from January 2019 to January 2021
were selected as the study group. According to whether adverse cardiovascular events of the patients occurred or
not during the follow - up, they were divided into a poor prognosis group and a good prognosis group. In
addition, 83 healthy volunteers who had physical examination during the same period were selected as the
control group. The serum NT-proBNP, cTnl and CK-MB levels of different groups were compared, and the
values of NT -proBNP, cTnl, CK-MB and the combined detection of them in predicting the short - term
prognosis of patients with acute myocardial infarction were analyzed. Results The levels of NT - proBNP,
c¢Tnl, and CK-MB in the study group were significantly higher than those in the control group, and the
difference was statistically significant (P<0.05). During the follow-up period, 33 patients had poor prognosis
and 65 patients had good prognosis. The levels of NT-proBNP, c¢Tnl and CK-MB in the poor prognosis group
were significantly higher than those in the good prognosis group, and the difference was statistically significant
(P<0.05). The results of ROC curve analysis showed that the AUC of the combined examination of NT -

F A A A A X R (Z191100000516035)
VEH s GAREA K FWE LR ELIZER L7 5, L7 100038
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proBNP, c¢Tnl, and CK-MB was higher, which was 0.931. The sensitivity was 87.70% , and the specificity
was 81.80%. Conclusion Serum NT-proBNP, c¢Tnl and CK-MB are abnormally expressed in patients with

acute myocardial infarction, which may be closely related to the prognosis of patients with acute myocardial

infarction. Detection of the levels of these factors can help to evaluate the short-term prognosis of patients.
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E: I
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1.4 GiteFrik

iz 1 SPSS 22.0 FAF AT S4BT, T Wk
Ph(x+s)FoR AT KR 5 THECR R n( %) FoR 17
K5 3 % ROC 43 NT-proBNP . ¢Tnl , CK-MB
Ko = BB A RTINS A 8 35 30 0 U ) T
W ; DL P<0.05 N 2ZERH G4 X
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2.1 WF5E 4 5 X B L NT-proBNP ., ¢Tnl }
CK-MB /K- L85
9T 4 NT-proBNP . cTnl 2 CK-MB 7K ¥4 %f
M, ZRFA S E L (P<0.05), k2,
x2 WRASXTERAPPAR-y . MMP-3 % Bcl6 7K F L
(x£s)

Table 2 Comparison of PPAR between study group and
control group- y, MMP-3 and BCL6 levels (x+s)

4% n  NT-proBNP(ng/L) cTnl(ng/mL) CK-MB(U/L)
WoTdl 98 1537.25+89.40 22.56+7.21 78.24%8.52
XTIEZL 83 72.14+10.56 0.97+0.25 17.54+4.85

X 148.37 27.255 57.491

P <0.001 <0.001 <0.001

2.2 WA RAMA)SE R 44 NT-proBNP , cTnl
K2 CK-MB 7K 45

T A BB 5 T 5 1 B 1, i 1 4 1) A 33 44
BEBEAR, 65 G EEM G Rif, FEARA
NT-proBNP ,cTnl 5 CK-MB /K- B i & F Bl
RIFH, 2R A5 E L (P<0.05), WK 3,

x3 BEARAFTERFHNT-proBNP.cTnl &
CK-MB KFEEE (x+s)

Table 3 Comparison of NT proBNP, c¢Tnl and CK-MB

levels between poor prognosis group and good prognosis

group (x#s)

NT-proBNP cTnl CK-MB
4L " (rrl)g/L) (ng/mL) (U/L)
WG AR 33  1964.37£97.25  26.33+8.46  95.23+13.52
WG BIF4H 65  132041+61.58  20.64+6.75  69.62+7.64
XN 39.973 3.615 11.991
P <0.001 0.001 <0.001

2.3 NT-proBNP . cTnl,CK-MB J% = 3 It 4 46 ]
Xof 2 O R A I U A T A

ROC & Hrdi R 7w , L NT-proBNP cTnl |
CK-MB — # B A K (1) AUC 3 5, 4 0.931 (P<
0.05), W4 K1,

3 it

SRR 0 1L R o ST R R Y —
P, H R AE Kol LA I AR DL I R 4, H
SVE DM RAE 2 B R, WL G b SR B A A
T, BRSO R T RS R T
SR LB XRG4, 0 3 i UR 7 A
PO [ HA B S

%4 NT-proBNP.cTnl,CK-MB B = E B &>t &g
1OV BB 3T B TS B T B
Table 4 predictive value of NT proBNP, ¢Tnl, CK-MB
and their combination in the short-term prognosis of patients

with acute myocardial infarction

5 b I FUE BUSRE $ 5w AUC 95%CT

NT-proBNP 2614 0.732 0.697 0.8210.720~0.922
cTnl 2546 0.754  0.667 0.7680.668~0.868
CK-MB 2568 0.677 0.692 0.7910.682~0.901

NT-proBNP .cTnl %

CK-MB I 2 Kl 27.53 0.877 0.818 0.9310.873~0.990

0 02 04 06 08 10
-5

B 1 NT-proBNP.cTnI.CK-MB g%l &
Figure 1 predictive value of NT proBNP, cTnl, CK-MB
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a2 WE9Y R, NT-proBNP 5 I 3¢ ik 4 Jik
(brain natriuretic peptide , BNP) 2k Ji T [5] — ®ij {4,
{H NT-proBNP - % 45 BNP 8 | H 7 1l H f4) v
JETT R RROE , 60 J) R IR B 2 3, FE.0 Dl e
ANA I 2 OBk IR 2 B, R 2k A Y
W IRYT RIS TR A EEE LY, cTnT At
WLEFAEA WL 22 EVES E A S )R, 8P T
TR AT, BFFHR 7RO LR AR AR 58 4%
AIIEOLT , cTnT Joikis Hh A MASIE A ARG ; 1M 240
WL B3 , 5 RO LA A e 2R, 3 25 35 ¢ T |
R A MR . AR, B 258 K cTnT
I Tt v A BB O IS TS AN R A XU B e 1
e, N LA IS Bl AR BTE S R AR 2 S
11 LR34 3 ( Creatine Kinase, CK) AAF7E T HHZNL
DL K B H 2 rp B —F P87 . Bleik 5" W5t R
Y, 0 R AR, 2t O AL LAY 32461, CK &
TR AL . CK-MB & CK [)—F, 1z
FEAETHENL O . Hong 25 WFFE48 1, AT HR4f
I3 CK-MB 7K~V AR {01 B R PAl 88 25O WLAZ 4015
Mo ARWFFTLE R IR, SOl % NT-proBNP,
¢Tnl } CK-MB /K-F-H] i 5 T AR, H 5 U5 R
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(¥ E] H#® HREME C- RN HEH(CRP) M40 i 45/t L 40T+ 4L H 1 (NLR ) K 41
% (WBC) S 18 4 BH 2 14 i 5 06 22 P i 5 (AECOPD ) 40 18 /e i L B2 i (. 3% 0T 2019
1A 2022 4F 1 A 2R MR BN R B BE I 55 5 T 4E B 2= BHIGA 1) AECOPD F8 55 98 f5il S iF 58 %)
SRR EEFRE RS W TR IR (n=36) SARH UL 2H (n=62) o R T S FEH ST LU 3 6 ) A8 %% CRP
TR, LA 1 Bl 48 A 43 A ASCR I0 v pR 4 B L opk C 4 B B2 WBC . LU A B I3 CRPONLR J2
WBC K25, FE1TA H X AECOPD ARG W IZ Wi . G5R 40P R 2 AR 4N b B 20 2B 1Y
PR AR IS BMI WA A 038 I S G T 3 — IRRORE LA, 28 5 0 Ge 1177 5 L (P>0.05) , 4 1 )%
YL R B L B I PER R BU(FEVL) \FEVI1% JH 1 Bl & (FVC) V58 1 RS S PR S 0 il s
WA (FEVI/FVC ) MK TAE AN B 4, 25 7B e it 28 X (1=7.173 ,4.930 .5.891 .4.031, P ¥
<0.05) ; IfiLii§ CRP \NLR M WBC 275 T AF 40 T8 YL 4 , Q%#ﬁfjiﬁrMﬁx(r:loms 8.401.7.657,P 1
<0.05) . —JC Logistic [0l 743 #7 .7~ , FEV1 . FVC ,CRP .NLR . WBC Jy 41l T J& J i 5% Wil A & (P<0.05)
ROC £k 45 5 %75 |, 1L 7 CRP . NLR , WBC 2 Wt AECOPD 4 14 . 1 B YL i AUC 43 1] 9 0.944.,0.834.
0.855, A K12 Wr AECOPD Z1 B 01 UL iy AUC 439110 0,948, #5318 1fiLi CRP .NLR %2 WBC T+
X AECOPD il i Jak e 1) HLA 5 i B2 WHAR 1L, B A A a2 W (5 55
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Early diagnostic value of serum CRP, NLR and WBC for bacterial infection in patients

with AECOPD

GUO Guilin', HAN Junxia®, YANG Fawu’*

(1. Department of Clinical Laboratory, Suixi County Hospital, Anhui Province, Suixi, Anhui, China, 235100;
2. Department of Respiratory Medicine, Suixi County Hospital, Anhui Province, Suixi, Anhui, China,
235100; 3. Department of Urology, Suixi County Hospital, Anhui Province, Suixi, Anhui, China, 235100)

[ABSTRACT] Objective To explore the early diagnostic value of serum C-reactive protein (CRP),
neutrophil count/lymphocyte count ratio (NLR) and white blood cell count (WBC) for bacterial infection in
acute exacerbation of chronic obstructive pulmonary disease (AECOPD). Methods A total of 98 AECOPD
patients admitted to the Department of Respiratory and Critical Care Medicine, Suixi County People’s Hospital
of Anhui Province from January 2019 to January 2022 were analyzed as the research objects. According to the
results of sputum culture, they were divided into the bacterial infection group (7=36) and the non-bacterial in-
fection group (n=62). The level of CRP was detected by immunoprojection turbidimetry, and the number of

neutrophils, lymphocytes and WBC were detected by automatic blood cell analyzer. The differences in serum

KeRA . ZHAE LTS LR A A (1704{0804023 )
Ve B ds 1 R MR B B AR IR, R, W 235100
2. B A R B E R R A, 2K, % 235100
3. R R B R R ek A 1, e 235100
B AKX, E-mail: yiwsxxyy@21cn.com



BT EWi SR el 20224E5 4 45144 4558 T Mol Diagn Ther, May 2022, Vol. 14 No. 5

+ 761 -

CRP, NLR and WBC levels between the two groups were compared, and their diagnostic value for AECOPD
bacterial infection was evaluated. Results There was no significant difference in general data such as gender,
age, BMI, respiratory rate, heart rate, blood pressure and comorbidities between the bacterial infection group
and the non-bacterial infection group (P>0.05). The expiratory volume (FEV1), FEV1%, forced vital capaci-
ty (FVC), forced expiratory volume in 1 second occupied forced vital capacity ratio (FEV1/FVC value) were
all lower than those in the non-bacterial infection group, and the difference was statistically significant (=
7.173, 4.930, 5.891, 4.031, all P<0.05). Serum CRP, NLR and WBC were higher than those in the non-bac-
terial infection group, and the difference was statistically significant (r=10.648, 8.401, 7.657, all P<0.05).
Binary Logistic regression analysis showed that FEV1, FVC, CRP, NLR, and WBC were the influencing fac-
tors of bacterial infection (P<0.05). The ROC curve results showed that the AUCs of serum CRP, NLR, and
WBC for the diagnosis of early AECOPD bacterial infection were 0.944., 0.834, and 0.855, respectively, and
the AUC of the combined data to diagnose early AECOPD bacterial infection was 0.948. Conclusion Elevat-
ed serum CRP, NLR and WBC have high diagnostic value for AECOPD bacterial infection, and the combined

data has higher diagnostic value.

[KEY WORDS] COPD; Exacerbations; CRP; NLR; WBC

12 1 BH 2 P il %237 ( chronic obstructive pulmo-
nary disease, COPD )1 FEARRIER I A S ] 3
PR SZBR | A I A I DRME i 5, 6 o 45
PR A8 PR BH ZEVE T 2R N E (acute exacer-
bation of chronic obstructive pulmonary disease , AE-
COPD) iy COPD f8.45 [X 41 T . ik 27 8% % 1T 38 ok 114
S PRI FR 55 0, T A A ) RE S B B
BER AT A KRB C BoR , 2 40%~
50% 1) AECOPD hy £ i1 S e 51 ke , B 309 1) S g
AU ABTUAE RARE VR 7 0 H AU 104 5 B
HEE . HAESCHRRGE , ABCOPD 722 £7 1k
4 B VERAE SN, 2 BRI vh PR AN T ik 2
RS R 0 G g e R N OO R A 4 &
(C-reactive protein, CRP) & [ 4il fifd 11 %% (White
blood cell count, WBC) Ay 4= Bf 21 1 1 Jek % 1) i %2
bWy 5 Pk 41 /9 B 20 B HE {E (neutrophil -to-
lymphocyte ratio, NLR) AJ {4 BLALAAK 48 5 X - 38005
L R GE 1 TR . A WEFE AR I T CRP,
NLR & WBC %} AECOPD 4 1 J& 4t 1) 7 0132 Wi ffr
B, #RWMT,

1 AR

11—k

FEHL 2019 4F 1 A & 2022 45 1 H Z#A R R
N B BE BE PP 5 18 JAE 5 2= BHIR 1) AECOPD £
H 98 1 Ry W 5T X 4, B A bR i OFF A
(COPD #2127 5 7 (2018 4F ) ) Hris Wi br v,
HZmdE MRk X &K SERmEfHLH;
(QAECOPD & 31 WZ WK | W% % K Mg J2, 56 A bR o =
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e A2 QB I A M I EE % O %
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Yl (n=36) M AR AN B B YL 2l (n=62) o i 41 B J%
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BIFIE O R DDRESE . MDD REA I < >R H]
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FHECZ A 23 NE AP A R IK AL 5 mL, = 3250
432 (3 000 t/min, 25.0> 10 min, .04 10 cm) , 7
B ik BRI, SR s ik D4 | g
A A3 ARSI L 1l 7 CRP 7K 5 5% 4 1 30 1. 20 it
A3 AT ARG 00 6 27 v 200 i B R Ak B 400 i K
P HE NLR, IR0 WBC.,
1.3 Gl

K G 8 SPSS 22.0 4bFRELHE ; 5%k
0 (%) KR AT ¢ K5 756 B 7 A B T 58
B (3 £5) 7R AT AEAS ¢ 45 50 5 5% 0] R 3R R H
7t Logistic [A] 5 73§75 #0042k H ROC #¥Aif 5
P<0.05 A ZERAGI L.

2 HR

AECOPD & # — M 0ok i
PRI B PER AR (BMI PRI A R 0K
I e A I GE S — R LR, 2 R ST E
SL(P>0.05) , 2 1 2% Y 41 2 & 1) FEVIL .FEV1% .
FVC.FEVI/FVC ¥R TAE AN IR e 4, 2 7 A
GiiteF i X (P<0.05), W1,

R 1 AECOPD BE—MHBLE [ (x+s5),n(%)]
Table 1 Comparison of general data of patients with
AECOPD [ (x%5),n(%) |

AL A

2.1

o (n=36) (n=62) iy Pl

P CF 1) 21/15 35/27 0.033  0.856
() 6827+822  66.97+8.24  0.759 0.450
BMI (kg/m®) 21.05+2.12  21.28+2.24  0.500 0.618
P2 5% (YR /min)  35.64+6.78 34.76x6.42  0.641 0.523
L% (W /min)  98.53x10.06 95.46+9.56  1.499 (.137
Wi (mmHg ) 124.72+9.87  123.8129.19  0.463  0.645
#75K I (mmHg)  77.06£6.53 76.11+6.43  0.696 0.488
e I S 13(36.11) 26(41.94) 0.322  0.570
T PR A 2 11(30.56) 23(37.10) 0430 0.512
e R IR B 6(16.67) 11(17.74)  0.018  0.892
W2 S st 12(33.33) 24(38.71) 0.283  0.595
FEV1(L) 1.4620.36 2.06+0.42 7173 <0.001
FEV1% (%) 45.82+6.21 52.82+7.08  4.930 <0.001
FVC(%) 74.42+7.66  84.24%8.12  5.891 <0.001
FEVI/EVC(%)  48.67+521 53.20+5.45  4.031 <0.001

2.2 PHALIM A FE bR K
AN IRG4H HRE O 1L CRPONLR J WBC 5
TR 22 A G FE L (P<0.05), Wk2,
2.3 AECOPD {8 # 4 A L 1) —JC Logistic 737
DL SR AR A B R A R A2 o (IR - 0=t
B AL 1=AR A e 4l ), DL “FEV \FEV1% .

F2 WMAMBEFHERELE (x25)
Table 2 Comparison of serological indexes between the two

groups (x+s)

415 n  CRP(mg/L) NLR  WBC(x10’/L)
AHRYA 36 78.52+16.42  5.46+1.42 0.32+1.56
AR Y4 62 45.36+13.80  3.38+1.02 7.22+1.14
tH 10.648 8.401 7.657
P1E <0.001 <0.001 <0.001

FVC .FEV1/FVC ,CRP NLR } WBC Hi& & Z4”
A H S &, 40 A Logistic 71543 #7 . —.JT Logistic
a1 4 4347 i /R , FEV1 ,FVC .CRP .NLR \WBC A 4
RURAL AR N K (P<0.05) . W3 3.
%3 AECOPD #& & B A — T Logistic 5347
Table 3 Binary logistic analysis of bacterial infection in
AECOPD patients

LD B1E S.E.{ Wald {8 Exp(B)  95% CI P8
FEVI  3.393 1.071 10.037 29.757 3.647~242.776 0.002
FEV1% 0.001 0.061 0.000 1.001 0.888~1.129 0.985
FVC 0110 0.052 4505 1.116 1.008~1.235 0.034
FEVI/FVC —-0.096 0.077 1.555 0.908 0.781~1.057 0.212
CRP  -0.253 0.077 10.678 0.776 0.667~0.904 0.001
NLR  -1.386 0.303 20.879 0.250 0.138~0.453 <0.001
WBC  -1.113 0222 25155 0.328 0.213~0.507 <0.001

2.4 |Ifilj% CRP.NLR & WBC % AECOPD 4 F# Ji%
Pz B (e

A HE2 T AECOPD 41 1 5 & 4L i) AUC
90948 T HR—K I, W4 E 1,

#4 1% CRP.NLR.WBC B i &
Table 4 Diagnostic value of serum CRP, NLR, WBC

ST H AUC FRIER  95% CI B S U Fe 5
CRP 0944 0.026 0.893~0.995  61.46 0.889  0.935
NLR  0.834 0.043 0.751~0.917 4.77 0.556  1.000
WBC  0.855 0.045 0.766~0.943 8.48 0.750  0.919
AT 0.048 0.025 0.900~0.997  128.42 0.889 0.952
1.0
) i 26 ok U5
0.8 ﬂ / — CRP
r — NLR
. y WBC
g0 ] = A
Boul ZEX
0.2
0 0.2 0.4 0.6 0.8 1.0
1-F5 5
B 1 ROC #i%

Figure 1 ROC curve
3 it
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FERAS R R AL . HE T A ST
il ,NLR X AECOPD {7 HA —E s 2 X i
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S B R 2 1 B BEARAE o SR A COX [FHE 2B I 2 il A= A2 1h £, 53 BT EGFR \Ki-67 . CerbB-2 AN [R5
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BT IR, 2 54 80128 L (P<0.05) . FLARIE EGFR (Ki-67 . CerbB-2 PHY: F. 35 5 [ 345 19
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Clinical value and prognosis of EGFR, Ki-67 and CerbB-2 in breast cancer

HUANG Fenggin'*, YU Jie', GUO Zhijun', LIANG Jingxing®

(1. Department of Pathology, Guangdong Provincial People’s Hospital’s Nanhai Hospital, Foshan, Guangdong,
China, 528251; 2. Department of Medical Records Room, Guangdong Provincial People’s Hospital’s Nanhai
Hospital, Foshan, Guangdong, China, 528251 )

[ABSTRACT] Objective To investigate the expression of epidermal growth factor receptor
(EGFR ), Ki-67 and CerbB-2 in breast cancer patients, and its relationship with clinical staging, blood lipid
metabolism and prognosis. Methods A total of 357 breast cancer patients admitted to Guangdong Provincial
People’ s Hospital *s Nanhai Hospital were selected as the research subjects between January 2016 and July
2021. Meanwhile, 111 patients with benign breast tumors were selected as the control group. The plasma levels
of total cholesterol (TC), triglycerides (TG), low-density lipoprotein cholesterol (LDL-C), and high-density
lipoprotein cholesterol (HDL-C) were compared between the two groups. The expression of EGFR, Ki-67 and
CerbB-2 in pathological tissues after surgery was detected by immunohistochemical method. Clinical stages and

pathological characteristics of patients with different expression of EGFR, Ki-67 and CerbB-2 were compared.
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COX regression analysis was performed, and survival curve was plotted to analyze the prognosis of patients
with different expression of EGFR, Ki-67 and CerbB-2, and patients at different stages. Results In the breast
cancer group, 86 cases (24.09% ) were positive for EGFR, 296 cases (82.91% ) were positive for Ki-67, and
217 cases (60.78% ) were positive for CerbB-2. In the control group, EGFR, Ki-67 and CerbB-2 were all
negative. The plasma levels of TG, TC, and LDL-C in the breast cancer group were higher than those in the
control group, and the plasma HDL-C level was lower than that in the control group, and the differences were
statistically significant (P<0.05). There was no significant difference in age, menopausal status, pathological
type and histological grade between breast cancer EGFR, Ki-67 and CerbB-2 positive patients and negative
patients (P>0.05). The proportion of EGFR, Ki-67 and CerbB-2 positive breast cancer patients was higher
than that of negative patients, and the proportion of 0-1 stage was lower than that of negative patients, and the
difference was statistically significant (P<0.05). There was no significant difference in plasma TG, TC, LDL-C
and HDL-C levels between breast cancer EGFR, Ki-67 and CerbB-2 positive patients and negative patients (P>
0.05). COX regression analysis showed that clinical staging, EGFR, Ki-67, and CerbB-2 were prognostic
factors for breast cancer (P<0.05). There were statistically significant differences in 5-year accumulate survival
rate among patients with different expression of EGFR, Ki-67 and CerbB-2, and patients at different stages (P<
0.05). Conclusion The expression of EGFR, Ki-67 and CerbB-2 is related to the occurrence and development
of breast cancer. The higher the clinical stage, the higher the positive expression of EGFR, Ki-67 and CerbB-2,

and the worse the prognosis of the patient. Breast cancer may affect blood lipid metabolism.
[KEY WORDS] Breast cancer; EGFR; Ki-67; CerbB-2; Blood lipid metabolism
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. FLBRARIE ARG X BT B R, b
Ti# Ik 2 2021 4F 10 H ,id sk B 19 B A7 .
1.4 Giitepink

fi F SPSS 22.0 47 GE 1143 H7 5 15 /2 IE S 43 AR
T PR L (R 5) 7R, SR ST AEAS ¢ K565 31
BOFERA n (%) Fm , R ¢ K5 ; >R A Kaplan-
Meier 7 25 il A= A7 £, 2B A7 Mr i 4T Log rank £
5 5 5 M LR B A 22 IR R A Hr R COX [l
SHT. P<0.05 RZESAZIHE L.

2 HR

2.1 FLIYRE2H 5 %) B 4H EGFR (Ki-67 ., CerbB-2 %
KL
FLARE L EGFR (Ki-67 . CerbB-2 FAPE LK
B TR, 22 A E R L(P<0.05) . WK 1.
®1 IFLIRFEAS3IEEAH EGFR . Ki-67. CerbB-2 Rik b
(n(%) ]
Table 1 Comparison of expressions of EGFR, Ki-67 and

CerbB-2 between breast cancer group and control group

[n(%)]

21 51 n EGFR Ki-67 CerbB-2
FAEA 357 86(24.09)  206(8291)  217(60.78)
X i 2H 111 0(0.00) 0(0.00) 0(0.00)
tHH 200.172 21.809 62.109
P8 <0.001 <0.001 <0.001

2.2 FLImLH 5 X IR M AR KT e
FLIR 8 241 14 1M 2% TG . TC \LDL-C 7K -1 T %
ML, 1 3K HDL-C /KPIRTF X AR AL, 2R A St
HEX(P<0.05), L3 2,
*2 FBREASWRAMABEKFELLE (x+s5)
Table 2 Comparison of blood lipid level between breast

cancer group and control group (x+s)

g5 \ TG TC LDL-C HDL-C
(mmol/L) (mmol/L) (mmol/L) (mmol/L)
FLIRIEELH 357 1.25+0.37  4.71+1.34  2.69+0.77  1.30+0.37
NHRZH 111 1.14+0.33  4.26£1.23  2.34+0.65 1.45+0.42
718 2.804 3.149 4.332 3.610
P{H 0.005 0.002 <0.001 <0.001

2.3 FLJE EGFR Ki-67 ,CerbB-2 AN[R) ik 4
BRI PR 433U B s BRARRAIE L%

FLI# % EGFR | Ki-67 | CerbB-2 FH % He % 5 H
PERF AR RS R By
R, 25 ILg i E L (P>0.05) . FLIRE
EGFR . Ki-67 . CerbB-2 [HYE & v 1T ~ T A 119 L 431
TR, O~ T M L BIIE F AR, 225
HEi2#2E L (P<0.05), WL#E3,

2.4 FLJRJE EGFR . Ki-67 . CerbB-2 AN Ja) 6 ik B
() 1 g 7K - A

IR 4% EGFR \Ki-67 . CerbB-2 BHYE H 3 55 BH
Pk B 19 1 2% TG . TC .LDL-C .HDL-C 7K - [t%%
ER TG FE L (P>0.05), WL#E 4,

* 3 FLBR¥E EGFR.Ki-67,CerbB-2 AEFRIZEBEMIGER D B R RIBIFMELLE (n(%) ]

Table 3 Clinical stages and pathological characteristics of breast cancer patients with different expression of EGFR , Ki-67 and
CerbB-2 [n(%) ]
EGFR Ki-67 CerbB-2
LN no K Bt Ol P M O P s M O PE
(n=86)  (n=271) (n=296)  (n=61) (n=217)  (n=140)
(%) <35 50 10(11.63) 40(14.76) 44(14.86)  6(9.84) 28(12.90) 22(15.71)
35~60 177 44(51.16) 133(49.08) 0.534 0.766 147(49.66) 30(49.18) 1.337 0.512 106(48.85) 71(50.71) 1.051 0.591
>60 130 32(37.21) 98(36.16) 105(35.47) 25(40.98) 83(38.25) 47(33.58)
AR Iiz 142 31(36.05) 111(40.96) 0.658 0417 113(38.18) 29(47.54) 1852 0.174 82(37.79) 60(42.86) 0,913 0.339
& 215 55(63.95) 160(59.05) 183(61.82) 32(52.46) 135(62.21) 80(57.14)
SREEZER R 40 8(9.30) 32(11.81) 32(10.81) 8(13.11) 23(10.60) 17(12.14)
RIAME S 225 59(68.60) 166(61.25) 190(64.19) 35(57.38) 140(64.52) 85(60.71)
R/ NHE 48 11(12.79) 37(13.65) 2.235 0.693 38(12.84) 10(16.39) 1.684 0.794 26(11.98) 22(15.71) 1.677 0.795
HERE 27 4(4.65) 23(8.49) 23(7.77)  4(6.56) 18(8.29)  9(6.43)
FLIRIE 17 4(4.65)  13(4.80) 13(4.39)  4(6.56) 10(4.61)  7(5.00)
I 12, 94 24(27.91) 70(25.83) 75(25.34) 19(31.15) 54(24.88) 40(28.57)
24 182 44(51.16) 138(50.92) 0.262 0.877 153(51.69) 29(47.54) 0.881 0.644 109(50.24) 73(52.14) 1.676 0.433
3% 81 18(20.93) 63(23.25) 68(22.97) 13(21.31) 54(24.88) 27(19.29)
RS ol 40 3(3.49) 37(13.65) 24(8.11) 16(26.23) 13(5.99) 27(19.29)
I 64 10(11.63) 54(19.93) 47(15.88) 17(27.87) 26.67 33(15.21) 31(22.14) 22.86

17.7270.001
1149

1383

212 55(63.95) 157(57.93)
41 18(20.93) 23(8.49)

186(62.84) 26(42.62) 3
39(13.18)

<0.001
139(64.05) 73(52.14) 8

32(14.75)  9(6.43)

<0.001

2(3.28)
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%4 ZLBR%E EGFR.Ki-67,CerbB-2 RERiLBHH
MmAgKF LB (x+5)
Table 4 Comparison of blood lipid levels in patients with
different EGFR, Ki-67 and CerbB-2 expression of breast

cancer (x+s)

25 n TG TC LDL-C  HDL-C

EGFR [Tt 86 1.30+0.39 4.82+1.42 2.58+0.74 1.3420.40
EGFR FHTE 271 1.23+0.35 4.68+1.30 2.72+0.78 1.29+0.35

il 1.571 0.851 1.468 1.114
P{H 0.117 0.396 0.143 0.266
Ki-67 fHME 296 1.24+0.36 4.74+1.40 2.72+0.79 1.29+0.36
Ki-67 Bt 61  1.30£0.38 4.55£1.28 2.55+0.71 1.36+0.40
il 1.174 0.979 1.556 1.356
P{H 0.241 0.328 0.121 0.176

CerbB-2 [HPE 217 1.23£0.34 4.78£1.37 2.74+0.80 1.33+0.39

CerbB-2 [P£ 140 1.2820.40 4.60+1.30 2.61x0.73 1.26x0.34
t{E 1.265 1.236 1.551 1.706
P{H 0.207 0.217 0.122 0.089

2.5 LT

COX a4 73 #r &7 , i PR3- W] \EGFR . Ki-67.
CerbB-2 JEFLUIIE UG 52 N R (P<0.05) , I3 5.
FENIARSM A 0 89, T, 9 AR A 1 5 4F 23K
A7 23R455 51 R 100% .98.00% ,91.52% , 75.83% (Log
rank=12.307, P=0.006) , ILI¥] 1, EGFR [H{% . EGFR
BV 1Y 5 AF BRRAE AR 00h 74.97% .96.02%
(Log rank=17.681,P<0.001) . Ki-67 B Ki-67 B
SBH 5 4E RBUEAFRI 000 89.31% 100% , 225747
4t X (Log rank=5.006,P=0.025) , CerbB-2 I
P . CerbB-2 P11 & 19 5 4F RBVELE R 500N
83.72%.97.17%, (Log rank=7.369,P=0.007) , WLI& 2.,

*5 HMIRETUSH COX EIF4 T

Table 5 COX regression analysis of prognosis of breast

cancer
Sl B1H SE{f Wald »*f HR{E  95%CI  P{H
AR 0.833 0.526 2508  2.300 0.820~6.449 0.114
#izg 0.745 0.689 1.169  2.106 0.546~8.129 0.280
FEIISEA 0510 0409  1.555  1.665 0.747~3.712 0.213
A 0735 0563 1.704 2085 0.692~6.287 0.192
WA 1108 0341 10558 3.028  1.552~5.908 0.001
EGFR  0.742 0267 7.723 2100 1.244~3.544 0.006
Ki-67 0563 0.184 9362  1.756 1.224~2.518 0.002
CerbB-2 0497 0202  6.054  1.644 1.106~2.442 0.014
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Figure 1  Survival curves
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67 BHPEFRIE R N 82.91%, i FLIF K E MR Ki-67 #
FBE . EAMIFSE AR FLIRE R Ki-67 FH
PR 60%~90% , Ki-67 F 52 B 5l R 431 5 1F
FHOG, Ki-67 FihFe i m FLI A 5 kA%
WG hill2s . ARHFIE & B Ki-67 5FLIRE IR R 2
AR, Ki-67 BHPE B 9 5 4F RV AR 89.31 % HAIK
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Changes and significance of serum SP, Glu and BDNF levels in patients with depressive
episodes of bipolar disorder and depression
JIANG Yansheng*, LEI Xiuwen, ZHONG Zhaoxi

(The 9th Department of Psychiatry (Depression Ward) , Luoyang Fifth People’s Hospital, Luoyang, Henan,
China, 471000)

[ABSTRACT] Objective To investigate the serum levels of substance P (SP), glutamic acid (Glu)
and brain - derived neurotrophic factor (BDNF) in patients with depressive episodes and depression in bipolar
disorder difference. Methods From February 2018 to February 2021, 42 patients with depressive episodes of
bipolar disorder (bipolar depression group) and 74 patients with depression (depression group) in the Second
Affiliated Hospital of Xinxiang Medical College were selected as the observation objects. Thirty - six healthy
volunteers (control group) were examined during the same period. The serum levels of SP, Glu, and BDNF
were detected by enzyme - linked immunosorbent assay. The Hamilton Depression Scale (HAMD -17) and
Hamilton Anxiety Scale (HAMA) were used to evaluate the depressive symptoms. The receiver operating
characteristic curve (ROC) was used to analyze the diagnostic value of serum SP, Glu, BDNF, and clinical
symptom scores for bipolar depression. Results There was no significant difference in gender ratio, age, and
educational age between patients with bipolar depression, depression and the control group, and there was no
significant difference in the course of disease and age at onset between patients with bipolar depression and
depression (P>0.05). The serum SP, Glu, BDNF levels and HAMD and HAMA scores of patients with bipolar

KA B T d s A ARF R4 (182300410317 5 7 dy 4 Jh w5 AT % B ARS8 85 (152300410121)
Ve A5 8P T 5 BARE A A JUA (AR SR X ), 7T &, 7% 18 471000
*BAEAE A &I, E-mail :ivy870105@163.com
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depression and depression were higher than those of healthy controls (P<0.05). The levels of serum SP,

BDNF, HAMD and HAMA in the bipolar depression group were significantly lower than those in the
depression group (P<0.05). After ROC analysis, After ROC analysis, the AUC value of the combined
detection of serum SP, BDNF and symptom scores HAMD and HAMA was 0.906, which was better than the
single detection (P<0.05). The diagnostic AUC, sensitivity and specificity are 0.831, 92.9% and 73.0% ,

respectively (P<0.05). Conclusion

The serum indicators of SP, Glu, and BDNF of depression in bipolar

disorder are abnormal, and the degree of disorder of serum indicators and symptoms of anxiety and depression

in patients with depression with bipolar disorder are more serious. Combined detection can be used as a

favorable means for differential diagnosis.
[KEY WORDS]
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Figure 1 ROC curve
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Table 1 Comparison of basic data of three groups [1n(%), (x+s) ]

Fancil n BB, i) AR (%) AW FECH) KIRAEE (4 ZHEH R (F)
MU AR 2H. 42 17/25 40.81+6.37 2.19+0.51 25.39+2.96 11.46%3.59
JIAIAE 21 74 20/45 40.29+6.14 2.24+0.43 24.95+2.47 11.40+3.26
papiliEil 36 20/16 40.686.66 12.79+3.46
Fltly i 2.845 0.104 0.562 0.857 2.228
P 0.241 0.901 0.575 0.393 0.111
Fz2 ZHAMBIBRRERTEDIILE (x£s)
Table 2 Comparison of serum indexes and symptom scores of three groups (x +s)
il n SP(ng/L) Glu(mg/L) BDNF (ng/mL) HAMD (43) HAMA (43)
WA 2. 42 5.13+2.55" 37.02+7.10® 26.07+5.04" 17.95+5.06" 20.04+3.14"
PIAIAE 21 74 8.18+2.58" 36.03+7.00" 35.08+7.08" 24.86+3.44° 24.29+3.23"
XT IR 4 36 4.06+1.18 28.01+4.08 46.02+7.06 4.10£1.19 5.21+1.26
FIH 42.014 23.390 89.196 396.107 545.139
P{H <0.001 <0.001 <0.001 <0.001 <0.001

T 50T BEATAA L L *P<0.05 ; S IARAE L AH LE ,"P<0.05,

&3 IMFERREAR TS XHNERERT 89 4 3112 B 2 sE

Table 3 Differential diagnostic efficacy of serum indexes and symptom scores for depressive disorders

AF i AUC SD I A TR TR R AR SRS 95%CI P{H
SP 0.762 0.046 9.085 0.976 0.500 0.476 0.671~0.852 <0.001
BDNF 0.849 0.036 31.305 0.905 0.689 0.594 0.778~0.919 <0.001
HAMD 0.858 0.033 23.140 0.905 0.676 0.581 0.793~0.924 <0.001
HAMA 0.831 0.040 21.265 0.667 0.905 0.572 0.753~0.909 <0.001
A 0.906 0.027 - 0.929 0.730 0.659 0.853~0.959 <0.001
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W, 25 A Gt 2 L (P<0.05) . il WA U IGRA A TB-Ab FHPER AL, 2 A Gt X
(P<0.05) , 72 ifi 2 W1t IGRA F1 TB-Ab B2 LA, 22 5 RS IT4 2 L (P>0.05) o Fifi 5 22 fili 31 531 ) o
5, TST B BH Pk 2 0 B8 B2 45 7 F % , TB-Ab 1 IGRA B9 FHPERC(E 2 F PE3M K . 418 TST Fl TB-Ab
Il PRAT B ASVE A 2R Bl 9 LTBI By & ML 2 5 38, IGRA A& vl B 2 42 5 22 il -5 9F LTBI A2 Wik %, (545
FEG PR A — 2B HE T FRE FH

[3%42i7] TST; TB-Ab; IGRA; 2 fiii; LTBI

Application value of TST, TB-AB and IGRA in the diagnosis of pneumoconiosis complicated

with LTBI

WU Zhiwei'*, ZHANG Xiuhua', YAN Zhiwei', CHEN Na', WEN Chenyong', XIANG Baoli’

(1. Department of Respiratory Medicine, Zhangjiakou Pulmonary Hospital, Zhangjiakou, Hebei, China,
075445 2. Department of Respiratory Medicine, the First Affiliated Hospital of Hebei North University,
Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To explore the application value of TST, TB-AB and IGRA in improving
the diagnostic efficiency of pneumoconiosis complicated with LTBI. Methods A total of 150 eligible patients
with pneumoconiosis treated in Zhangjiakou Pulmonary Hospital from January 2018 to January 2019 were
selected as the research objects. All patients received TST, TB-AB and IGRA tests. The positive rate of the
three methods, the positive rate of pneumoconiosis in different periods and the specific value in different
periods were compared. Results The positive rate of TST was 36.67% , the positive rate of TB-AB was
30.67% , the positive rate of IGRA was 54.67% , and the positive rate of IGRA was relatively high. Compared
with the positive rate of IGRA and TST and TB-AB, the difference was statistically significant (P<0.05).
With the increase of pneumoconiosis stage, the positive rate of IGRA and TB-AB increased, but the positive
rate of TST did not change significantly. There was no significant difference in the positive rate of IGRA and
TST in stage I pneumoconiosis (P>0.05) , the positive rate of IGRA and TST in stage Il and stage Ill of
pneumoconiosis was statistically significant (P<0.05). The positive rate of IGRA and TB-AB in stage | and

AR B A E M BUT £ SR B 6 R B (361009) 5 7k 7 2 T AAHGT X B A2 % R A (1821070D)
Yk s 1 AL R R 2 WA E IR R A, Tk, SRR 2 075441

2.7 A F RS — ERRAA, T KR 2 075000
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stage [l pneumoconiosis was statistically significant (P<0.05). There was no significant difference in the positive

rate of IGRA and TB-AB in the third stage of pneumoconiosis (P>0.05). With the increase of pneumoconiosis

stage, the positive degree of TST decreased, and the positive values of TB-AB and IGRA increased positively.

Conclusion TST and TB-AB are still worthy of routine screening for pneumoconiosis complicated with LTBI

in clinical practice. IGRA detection can significantly improve the diagnostic efficiency of pneumoconiosis

complicated with LTBI, which is worthy of further promotion and application in clinical practice.
[KEY WORDS] TST; TB-AB; IGRA ; Pneumoconiosis; LTBI
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TCIE S5 IRGE IG RUFPE™ o 1281 LTBI EAR
Jer B, e 3 A ML AAR B 5 A R S 1 B g S
Pl IF LTBLZEZRH G I MTB B i 32 A7 TR
J7 o LTBI A — A= 58 0 19 AU 298 5% ~
10%" 2l BEVRE HIV 8B S BRI 5
fi B PR 3R 2 MR 44 e 0 1R AU, o HE R T A= 2 4
(World health organization, WHO) £ 2018 4F % 7f [{!]
(Latent tuberculosis infection: updated, consolidated
guidelines for programmatic management , 7&K 14 45
LA PR B )y, R B X v XU AR (2
FEZRIHEE) #E17 LTBI G2 A b aYT o

v-T1 9t Z B il i 5 (Interferon - gamma release
assay, IGRA ) &5 RIS Wi e L HE B . =4k
H5% Meta 23 Hr 7% , IGRA 12t LTBI 1) 50U 24
HNT15%~90% , 555 EL R TT%~9T% " . L
W 5k ek = i B AT R B R v 2R il A T
LTBI 9 K LA . ARBEFEIRTT T B IR A5 % 3R
% (Tuberculin skin test , TST) . A 45 ¥ ¥ H ¥t {4
(Tubercle bacillus antibody, TB-Ab) . IGRA = F £
W7 =0T 4 e %2R il 5 JF LTBI A2 803 14 1o
BrfE, B AR .

1 ARSI

1.1 — ek

g A 2018 4F 1 A & 20194 1 A Fikx O
TR B Be 1 U2 Wt R 2R il 9 R 150 24 (438
B, BEER N 31~76 %, I (H 48.7

B by A Bz fl T AR B R Ry 2~32 4F P 3 T
(15.8+1.7) 4% ; Horp 35 4™ TN, 78 Bl A0 4 )&
TGRS 5667, 33 B A A4 RT T A (&,
B, 2 Bl B AR ES T A 2 AR T4
ity 5 Herpr 2 it 25 109 48 491, A2 It 7 50 41, 242 il 250
520, AR ABRUE IO BEi2 B R 2R il 1 £ 5 HE
BRARUE : AGEIZ W R 2l A I I 25 4% T & NG
BBEIR T ( HIV) Y S5 & DI il 2%
PEM G FNATT S e NN R . AR &
ARBEAS TR B 2 ALUE, A A BIBFIE T 22 H IR
Z 5ARMIGE, XA N 45 B SR TRl

1.2 Wit

1.2.1 Al AR A2 iR

Z M8 GBZ 70-201 50 2R Il 2 W)™
1.2.2 LTBIi&WibrifE™

TEVA BRI (BCG) B A AR 45 A3 A%
¥T 7 (Nontuberculosis mycobacteria NTM) 4t fif,
PLZEAZAT 1 2R 4l 85 11 A7 45 9) (Purified protein deriva-
tive of tuberculin, TB-PPD) Sz v/ fifi 4% 3 2 1 #£=5
mm(+) WA MTB B Yeprife ; 737 BCG 5 NTM
YL T E, DL PPD Jiz i A 45 7 34 42 =10 mm
(++) 1 MTB YL brifE ; IGRA FHME (B{E>14) 1
i MTB B brifE
1.3 X 5ikH)

PPD X512k B AU 4 3 A= W il i A R 7] %
HIAE RS 1 mL, Y 50 TU S5 R ali B AT A
AR R 77 s IGRA SRR G0 [ b 5 AR 240 i
A B, 50 A& A s kT TR R =
SEALERA BROA F R 4 A ik 2: K E e A, 4
5 Caris200; TB-Ab(IgG/IGM MHLAAR ) #a i 71) £&
A AL ) B A AR BRA w4 7=, 30 A/ 6
1.4 Fik

JiE B — N SE R LR = A . TB-Ab |
TST 1 IGRA Kl . i BOAGIN 4 2 B R R IR 7R
AR ROFR K., R AS AL B AR AT 2 A S IR
AR T o AT ERAE ) BRI



BT EWi SR el 20224E5 4 45144 4558 T Mol Diagn Ther, May 2022, Vol. 14 No. 5 - 775 -
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Table 1 Positive rate of the three detection methods
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Table 3  Specific values of three different detection methods

for pneumoconiosis at different times
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Preliminary study on the expression and clinical significance of NT-pro-BNP, ¢Tnl and

PCT in patients with heart failure and severe pneumonia

MA Wei*, GAO Menggi, JING Cuicui, QU Shimin

(Department of Critical Care Medicine, Beijing Shijitan Hospital, Capital Medical University, Beijing,
China, 100038)

[ABSTRACT] Objective To analyze the clinical significance of amino acid B-type natriuretic peptide
precursor (NT-pro-BNP) , cardiac troponin I (¢Tnl) and procalcitonin (PCT) in patients with heart failure
complicated with severe pneumonia. Methods Ninety patients with heart failure complicated with severe
pneumonia admitted to Beijing Shijitan Hospital of Capital Medical University from March 2018 to February
2021 (observation group) were selected, 88 patients who had healthy physical examination during the same
period (healthy group) and 83 patients with simple heart failure during the same period were selected (heart
failure group ). The expressions of NT-pro-BNP, c¢Tnl and PCT in different groups and different disease severity
were compared. The correlation between the three levels and the disease severity of the patients and its value in
diagnosis of heart failure with severe pneumonia were analyzed. Results The expressions of NT-pro-BNP,
¢Tnl and PCT in different groups were as follows: observation group > heart failure group > healthy group (P<
0.05). According to the PSI classification of 90 patients, there were 38 cases at the grade [ ~1I, 41 cases at the
grade Il ~IV, and 11 cases at the grade V. The expressions of NT-pro-BNP, ¢Tnl and PCT in patients with
different disease severity were as follows: observation group > heart failure group > healthy group (P<0.05).

NT-pro-BNP, ¢Tnl, PCT and PSI scores were all positively correlated (P<0.05). The sensitivity and specificity

AAFR R TARMFELD LR A (7182135)
Ve s FAREA K F WG R 2% E R T E S 4, L% 100038
*BAEAEHE L A, E-mail : ningmengyezi2308@163.com
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of NT-pro-BNP+cTnl+PCT in the diagnosis of heart failure combined with severe pneumonia were 80.70% and

72.50% ,

respectively, and AUC=0.787 were significantly higher than that of the three alone (P<0.05).

Conclusion The expressions of NT-pro-BNP, c¢Tnl and PCT are significantly up-regulated in patients with

heart failure and severe pneumonia, which is of great significance in disease diagnosis and prognosis evaluation.
[KEY WORDS ] NT-pro-BNP; c¢Tnl; PCT; Heart failure with severe pneumonia
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@O Fb 8 A [/ A FEH NT-pro-BNP  ¢Tnl }2 PCT
FEKF- o QHB AR 15 T B AR NT-pro-
BNP . c¢Tnl % PCT £ ik /KF . @4 #f NT-pro-
BNP . cTnl & PCT 55 & 35 5 1F /™ 5 72 FE AH OC % o
@/ Ht NT-pro-BNP . cTnl 2 PCT *f.0> J1 54 3F:
HAE T R B A2 W
1.4 GEil2Frik

K H SPSS 22.0 BAF AT ST 5007, 1 R KL
KA (x+s) 3R LR HEECR H e K5, 241 0] L
K H F K5 ;18 Pearson ¥ % 431 NT-pro-BNP
cTnl J PCT 5 &8 35 5 17 7™ 5 B2 B8 AR OCHE 5 231 52
K TAEFRHIE (ROC) i 2 53 1 NT-pro-BNP , cTnl
e PCT e W %t 0 7 5 38 A5 IF 7 RE i % 1912 Wi 4y
B, TSI 4 T A (AUC) . DL P<0.05 K

SHEAGIFE X,
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2 #HR

2.1 A ARET NT-pro-BNP . cTnl } PCT 357K
L

AJA] NBEH NT-pro-BNP  c¢Tnl & PCT ik 1%
DL R IR I R >0 A SRR, 22 5738
HET2FE L (P<0.05), WWE1,

#£1 A[E AB NT-pro-BNP.cTnl B PCT FiAKFE LB
(x#s)
Table 1 Comparison of NT Pro BNP, ¢Tnl and PCT

expression levels in different populations (x +s)

NT-pro-BNP cTnl PCT
A " ( prg;/mL ) (ng/mL) (ng/mL)
frads il 88  82.26x10.33 0.09£0.01  0.81x0.11
DA 83  716.52+50.26°  0.45%0.14°  2.64%0.55"
DESIFMRA 90 4659.19+204.17°  0.95£0.25"  4.00+1.36"
FAH 871.32 597.07 310.30
Pi <0.001 <0.001 <0.001

e SR LA, *P<0.05 5 5.0 4 L #, "P<0.05.,

2.2 N[R) 1% 2 B T NT-pro-BNP . ¢Tnl ¢
PCT #ik/KF

90 1] f & AR ¥ PST 432 ml 45 . 1 ~11 %% 38
W, M~V a1 ], V& 1141, ARl i A i i o
H1 NT-pro-BNP . c¢Tnl 2 PCT £k BN . V %>
M~VH>T ~ 1 9%, 25 HAH5 1125 L (P<
0.05), W2,

xR2 ARIFEREBZE S NT-pro-BNP.cTnl & PCT FRik
KE (xxs)
Table 2 expression levels of NT Pro BNP, cTnl and PCT in

patients with different disease degrees (x+s)

21 51 n  NT-pro-BNP(pg/mL) c¢Tnl(ng/mL) PCT(ng/mL)
I~T% 38 2281.26+112.38 0.81+0.11 2.87+0.48
M~V 41 5802.57+450.16" 1.01+0.12* 4.19+0.74*

V& 11 8612.21+554.17* 1.25+0.17"°  7.25%1.95"

F{H 1645.11 62.31 105.61

P1{H <0.001 <0.001 <0.001

W5 [ ~T b, P<0.05; 5 M~V L5, P<0.05,

2.3 NT-pro-BNP cTnl 2 PCT 5 g & J 15 ™ &
JEAROC

NT-pro-BNP . c¢Tnl }2 PCT 5 PSI - 43 14 4 1E
K (P<0.05). WL 3.
2.4 NT-pro-BNP .cTnl 2 PCT .0 J1 335 A IF 5
i il 2 B 3 2 B

ROC i £k 73 #7145 3 . 7%, NT-pro-BNP+cTnl+
PCT = H B G2 W0 ) 33 4 I J0AE il % 7 B

&3 NT-pro-BNP.cTnl B PCT 5 & FIEEEREREM
Table 3 Correlation between NT Pro BNP, ¢Tnl and PCT

and severity of disease

¥ r{E P{H
NT-pro-BNP 0.615 <0.001

cTnl 0.499 0.017

PCT 0.717 <0.001

B R 5 BE 43 91 oh 80.70% . 72.50% ; AUC=0.787
(95% CI:0.687~0.886) , B I i F = & B &G
(P<0.05), W4 XK1,

%4 NT-pro-BNP.cTnl B PCT X /i) h iR & FHEERM K
BENICEHNE
Table 4 diagnostic value of NT Pro BNP, c¢Tnl and PCT in

patients with heart failure complicated with severe pneumonia

T A AUC  95%CI U S5 Py
NT-pro-BNP 0.708 0.589~0.826 0.711 0.690 <0.001
¢Tnl 0.674 0.553~0.795 0.674 0.711 <0.001
PCT 0.762 0.654~0.870 0.759 0.685 <0.001

NT-pro-BNP+cTnl+PCT 0.787 0.687~0.886 0.807 0.725 <0.001

1.0

Source of the Curve

— NT-pro-BNP
cTnl

— PCT
NT-pro-BNP+cTnI+PCT
Reference Line

U E

0 02 04 06 08 10
1S

B 1 NT-pro-BNP.cTnl PCT BT R B &1L MO HFEig
BIFEERM K ROC 2
Figure 1 ROC curve of NT Pro BNP, c¢Tnl and PCT in

diagnosis of heart failure complicated with severe pneumonia

3 it

R PR rvd B X SR M F i R A5 T i B e
O B0 R RRE T R AR TE A BT I R 22 A
S5l B AR RIR YT, N R TS A B
M o PRI A 3 R P A 30 A DA R A R
PORITIERER AV S -2 IR

NT-pro-BNP J2 i 1] 44 B 1iij 14 1) 2 it iy 2 —
H T2 28 3 1 E B 0k S HOR PP Al O 5 1Y 22 8 4
B, 78 B O R AR, = A fr i &2, H
PR AR A UL SR . B 2014 4E 3 FH O
S48 B Pt W ) NT-pro-BNP 760> 5812 I 5 % 4l
HA I R M, Rk I B T 1E % 7K 5 R O
i B2 AR 30% ) T /s ABE BT U 3G DA
R R L, RAVEA BT 35 A0 MEA B3 03
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YER, IR BNP JE R 23R8 228 58 NV
FE & B AR AE 1] 5 O WL A% L 530 NT-pro-
BNP /K- L Tl 2 AR I2 Wit WL 475 1 35 2L
BEAERR, ORI Tl ZEAG R I b B B H PR
A 7 11K, 5 e Rl ¢ Tl 5.0 WLILES 2 A
T (cardiac troponin, cTnT ) ZE A K E MO &0 A #E
SR VTA O JIURE ZE, T R 15000 45 35 2L A 0 L
A ™ o Tl {LAE O LA B P A2 7E , %0 LA
PR 5, WP MO T 3 v R S 1 5 ¢ Tl G
Dotk A MG FR , H AT 78 O LA B F5E A7 461 ) 25
g e 1 R = I 4 7 e e =7 @7 - R
WG TE LR /N IE EET . PCT Ry H RS A3
RURVERRAEY) , TR S 2 W b re S B R
S DLAEBEIE B, X HLAA H B A0 R Ja% e it
PCT W 7E 3~4 h NRAE IS, 6 h J5 & 20 ETH,24 h
WAERFZIR B X B Wl &

FEAI 5T, 38 3 53 7 NT-pro-BNP ., ¢Tnl
PCT 7E AR B By RIXAF AT H, AN E B S
Il 48 B 3 1ML NT-pro-BNP . ¢Tnl A PCT 7K
PIA TR LS, A 9l % 5 H NT-pro-BNP . ¢Tnl
S PCT ik /K- BY i v T H AP AH , 43- 47 v] g
TR AR REGRFH OB INE , i
Jili 5 2 J , EAEE IR R 8 — FHOK I BT E . B
Bifi 75 H2 3 il 28 A5 B i NT-pro-BNP . ¢Tnl ;2 PCT
TKF B2 R e, 5 DL A B A 4 R A
FFU SRR B O R A I R R B A O
JUE 71 A £ 3G, O LA 3 ™ F, AT T =3
FIRIKF- By itk — 20 T o AR DG S B AT A,
NT-pro-BNP .cTnl X PCT 5 PSI -4 Jy iFEAH 5 , P
B =35 T S s 3 R A T AR M AR, X R
155 it J ZATA A NSl #F—2 ROC ifi
28T % , NT-pro-BNP . cTnl & PCT B4 X 0 5
B O EAE I R IZ W R = T = 2 e, SR
SH ARG RS IFEAE MR B2 Bt S H K
P, WTVE N B E YT RS S H d8 bR

Zi I Frid ,NT-pro-BNP .cTnl }2 PCT 7£.0> /1 5
D 2R B SN E) /2l a1 T M i B RO L
SEACER T iR B IR R AR AL, = TR
B2 W USRS im0 h B R

S 3Tk
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W08 5 A Bk A i AT e i M 5 s B i 4 1 T i e i
% VEGF.ET-1 55

EEW OERRA MAEE i

(# ZE] B& 0T RS NS B iR TT 08 2k B R 5 5 AR A B T B L il A8 PN B2
AN K (VEGE) Ml 3 9 1 Z-1(ET-1) K- . F7iE U g 4 T i 55 — N R B
2019 4F 12 H % 2020 4 12 J A 19 108 18 1 B IE s HR AT | 4% R LT 38 43 SE S 4 RN B4, 1
245 544, S BEZH R FH B L3002 BT, 2 96 2 R P I V0 3 B & LGB HIT AT, LL P A R R TT I 1)
Il RTT 2 5% 4% B T BE . VEGE \ET-1 R ¥R A6 K - (TNF-a) |, A4S % (IL-6) . C- % 2K 11 (CRP) |
HAMIA 2 (IL-10) . &R SCEHA R R 92.59% , W 5 & T X% I 1Y 77.78% , 22 %A Giit 2 5 X
(P<0.05)0 697 3 H BRI FRAY B DR X R (20 4 s T B4, 2R 24 B X (P<
0.05), 897)5 , PiZd VEGF .ET-1,TNF-a . IL-6 .CRP IL-10 7K F 3 AR , B S2B2HAR T % IR, Z R H 5
TR L (P<0.05) oS58 IR U 6 IV 328 AT TR X 0 Pk B e s R 3 ) R A B T BB AT — 2 I A
PR, REMEBR T KRS F R, BRI VEGF & ET-17KF , #2816 RIT 5L

(S8R ] MVEHENL; MBHT; 120k B Mg ; FRAy B Tihe

Effect of hemoperfusion combined with dialysis on residual renal function and serum
VEGF and ET-1 in patients with chronic renal disease

LI Suna*, WANG Xiaolin, FU Jingfei, CHAI Xiaopei

(Hemodialysis Room, Pingdingshan First People’s Hospital, Pingdingshan, Henan, China, 467000)

[ABSTRACT] Objective To explore the effect of hemoperfusion combined with hemodialysis on
residual renal function and levels of vascular endothelial growth factor (VEGF) and vascular endothelin-1 (ET-
1) in patients with chronic renal disease. Methods 108 patients with chronic renal disease admitted to
Pingdingshan First People’ s Hospital, Henan Province were selected from December 2019 to December 2020,
and they were divided into the experimental group and the control group according to the random number table
method, with 54 cases in each group. The control group was given conventional hemodialysis and the
experimental group was given hemoperfusion combined with hemodialysis. The clinical efficacy, residual renal
function and levels of VEGF, ET-1, tumor necrosis factor-a (TNF-a), interleukin (IL)-6, C-reactive protein
(CRP) and interleukin (IL)-10 after treatment were compared between the two groups. Results The effective
rate of the experimental group was 92.59% , which was significantly higher than that of the control group,
77.78% , and the difference was statistically significant (P<0.05). After 3 months and half a year of treatment,
the residual renal function in both groups decreased, but the experimental group was higher than the control
group, and the difference was statistically significant (P<0.05). After treatment, the levels of VEGF, ET-1,
TNF-a, IL-6, CRP, and IL-10 in the two groups were decreased, and the experimental group was lower than

the control group, and the difference was statistically significant (P<0.05). Conclusion Hemoperfusion

AR B T E B A EUT B A (181200211915)
A A5 T B T T — AR E R iR EATE, 7 d, - F 7L 467000
*iBAZAE B, E-mail : byxlsn@163.com
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combined with hemodialysis has a certain protective effect on the residual renal function of patients with chronic

renal disease. It can remove medium and large inflammatory molecules, reduce the levels of serum VEGF and

ET-1, and improve clinical efficacy.
[KEY WORDS]

1 B U 2 v 22 R 2R L 1 1 W
G540 ) il W RSk I 12 Bt A O R B A A T
BB A R] R S AR vl R SN
S 18 M B R K A A T 2 — e v R
W K M B R T G BE SN R A5 | 25 IR
AALR BN R, BRI T3 A MG, 51
EALAR R MG AE &R R 2RI B R
FETB, HH LAY IG5 AT R BB BR /N oy Tk
WY B i LEF PR R X6 T Ko F/Kis e
J5 (AR R SRAE IR F- L A R ARSI R AR
ANBEA WU B, TR T RAEY 5 RS
5 L P DR I R A M L Y A
HMIG IR T LAV AL, DT 850 Hh A 08 4 K 4y K IR
PEYI TR S AHIFFE R LV S B 1LY AT 1)
J7 IR TT R M B e R, B SR O B
FRAY'E D fie XM VEGF & ET-1 K (520, 3
WIEWF .

1 FARIFAE

1.1 — R

PEHL 2019 4F 12 A & 2020 4F 12 H 1 5 4 F T
LT 2 — N R B B B RIS A 08 P I s
H 108 BIVENIFFERXT S . WANHE - Q2WFF &
55 18 MLCSE I R 22 ) 08 P B TR e 12 W oA
QYN 75 4 QR BEAKIRIT TR, EBWE
P s @ 32 B3 W i Ak 2 kDL L B IK 3~4 h;
OB IT HI A MR Ao g2 303 590 25 9 o HE R A o
OIRITHMNIEZE s QB I8 PRI Y  h R B3 .
A ™ FE A g A% G ™ O i L
B SR BEMLE 3R 1 40 o S50 2 R X RR AR
LA A% 54191, 2 20 F8 A 45 T THI I DR B8} LA 22 55

Hemoperfusion; Hemodialysis; Chronic renal disease; Residual renal function

WG #2 L(P>0.05) . WFE 1, AIF5ELRE
PR AR By s iR E A
1.2 RIT L

WO 40 BB S B 45 T R R LB TR S D3 A b
B R 2) TE X 0 A E X HIE T 8 T A IF A e
)RR 0 I BRI XA 45 TR R R
W K B DR BR AL B X R 20 45 T 1 R AL 3% o«
FHASCRS Ay 7 [ 2% K 3 F80 RN % M % , 15 Mt
WA Bk TR A AR RS TE AR 1.8 m* R U8 R AL 55 mL
(h-mmHg) , BT E] Ky 4 bk, 3 R/, %S 5 M
MEAR S 2 R HH L YRR O KA LV A BT IR T
I 375 A [R) 6 BT, i 98 3 3 1 2R FH HA130 —
YR A FH I 9 I (BR VA L A W B A BRA
FIAE ) B A P I S BT A 2 W, S I
AR BT vk, B 4% I R 0 AR B K
Ve, I B 4R E 150~220 mL/min, JE8EA 3B HTIE
7 2 h S b I, W I AR I B
2 h, B E IR, PR,
1.3 WEHER
1.3.1 WALRTT IR Im Ry a5

P M R Y7 R M + S 2550 A I A R B
P AR SR AR AR A% 5 A RO I RAE AR AE AR 4R
S AR BRI 5 ORI RAE R S A= AL AR b =
Rl 2N,
1.3.2 W4LAITRT JAYT 3 IR AR AR URE

FIRITHT RIT 3 GRIT AR 4 R
AR 2SR KL 5 L 146 DU 1L 38 WLIEF (SCr) ) , [
ISR AR SR IRIC % 24 h JR 5, R A 2l 2R Ae S0k T PR
Z A (BUN) SR LEF (UCK) , B35 A R ER A B Tk
(RRF)=(UCr/SCr+ JjR BUN/Ifl. BUN) x24 h Ji & x
7%x0.5'7,

K1 BEER n(%),(xxs)]
Table 1 General data of patients [n(%), (x+s) ]

5 . SR R E R

! 5 4 TR RROD) ek miE L B

S 54 31(57.41) 23(42.59) 49.38+6.49 3.47+1.12 18(33.33) 12(22.22) 5(9.25) 19(35.17)

popicil 54 28(51.85) 26(48.15) 50.21+5.56 3.53+1.19 21(38.89) 11(20.37) 6(11.11)  16(26.63)
2 fi 0.336 1.551 0.270 0.620
P 0.562 0.124 0.788 0.891
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1.3.3  PIdliAYT il E & B 22 kK

PIZH B3 TIRYT RIS B0 IR 25 IE## DKL 5 mL,
FHF R0 11 457 P e 4 g A 4 R (vascular endothe-
lial growth factor, VEGF) . Ifil & N ¢ -1 (ascular en-
dothelin-1,ET-1) 988 £ 78 A F-a (Tumor necrosis
factor-o, TNF-a) . H 4 fifi /2% 6(Interleukin-6,1L-6) |
C- v # F (C-reactive protein, CRP) . FH i fifi /i &
10 (Interleukin-10, IL-10) , 6 I SR FH il 56 6 72 W
% (Enzyme-linked immunosorbent assay , ELISA ) .
1.4 Sitink

K SPSS 20.0 e it AT gt b it
R (X £5) T AT K50, THECT B A n(% )
FOR AT KR, DL P<0.05 HE R A G4 X,
2 R
2.1 B4R R IR R R LR

S AR AR N 92.59% , B . i T 0 i 4
i 77.78% , 26 5 A Geit# i L (P<0.05) . W& 2.

®2 WHEBRTRIGEFRTRLE (n(%)]

Table 2 Comparison of clinical efficacy between the two

groups after treatment [n(%) ]

2H 5 n AL B Tek BARCE
S 54 36(66.67) 14(25.92)  4(7.41)  50(92.59)
XHHRZ] 54 29(53.71) 13(24.07) 12(22.22) 42(77.78)
2 fH 4.696
P1E 0.030

2.2 WIRITHITT R R T Tine th i

BIT 3 H FCEF TG, AL AR A B D RE Y %
IGAH S B A = TR, 22 A G2+ L (P<
0.05), W33,

®3 MABRFRTAIFEERBEIEELLE (x+5s, mL/min)
Table 3 Comparison of residual renal function between the

two groups before, during and after treatment (x+s, mL/min)

2H 5 n bE Al RT3 4 H RIT AR R
S 54 1.69+0.14 1.37+0.11 1.04+0.21
Xt R 54 1.72+0.13 1.09+0.12 0.43+0.15

A 1.154 12.639 17.370

P1E 0.251 <0.001 <0.001

2.3 WZHIAYTHTSG VEGE ET-1 . TNF-o 7K - b 4%
1697 5 . WiZH VEGF .ET-1,TNF-a 7K V- 2 &

i, HSC B 4Lk X B 4L, 22 R A Gt L (P<

0.05), W3K4,

2.4  WIHHBEZIBIIRIG IL-6 .CRP IL-10 /K- L&
VAYT )G, B4 IL-6 .CRP IL-10 /K F- ¥ F#A% , H

SH AR T RAL, ZERA S FE X (P<

0.05), W5,

3 itig

Te Ak B R e S8 R AT IR A 2% T 2K
1 B 1A A 32 380 R Bl A A PR R, DA 5 A
RYEFCIL o MR AL REAT R 8 4 % 1 240 i 1A
5, RG] R A N R VE R R R TS o W
LB L TBEZE AT X /N5 S Pk 240 A 13 B3k 2
F L AEXE R T AN AR MV R R
ML RAE RSN 22 3 M IR A MR R R
PEARML ) —FRI6 T T-B, (HX /N 1P 5 1 40 i
PUIEER o R, >R L8 i k5 J7 5K, REAE—
TE R L LB R E RN R AL 231, e e AT
W UL R RN B, AT A AR R

k.

®4 WHEBEAITHE VEGF.ET-1.TNF-a 7K FLLE (v £s)
Table 4 Comparison of levels of VEGF, ET-1 and TNF-« before and after treatment in the two groups (x +s)

a1l . VEGF (pg/mL) ET-1(pg/mL) TNF-a(ng/mL)
IRITHT R E RITHT HITIE RITHT BITIE
S 54 261.37+39.47 181.27+35.79 76.31+12.48 52.37+12.49 6.33+0.75 1.37+0.22
popitcEnl 54 260.38+41.27 213.47+37.54 77.68+13.86 62.79+11.38 6.27+0.81 3.48+0.57
i 0.127 4.562 0.028 4.531 0.400 25.378
Pl 0.899 <0.001 0.978 <0.001 0.690 <0.001

x5 FWHBEBITHIGIL-6.CRP.IL-10 KFLLE (v+s)
Table 5 Comparison of levels of IL-6, CRP and IL-10 between the two groups before and after treatment (x +s)

13 . IL-6(ng/L) CRP(mg/L) IL-10(ng/L)
YRIT I WRIT IR bE g BT IR JRIT I WRIT IR
SRR 54 19.12+5.37 8.94+2.13 17.45%2.57 6.58+2.14 21.27+3.54 12.16+3.11
X HE2H 54 18.97+5.42 12.37+3.45 16.84+2.34 10.23+2.89 22.49+4.12 16.45+4.28
RN 0.231 6.217 1.289 7.459 1.650 5.959
PA{E 0.818 <0.001 0.200 <0.001 0.101 <0.001
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MRS R S F ST R Y R R A B TR T
Eb LAl FH RGBT R T ORI S5 AR 5T sk
B I S A 8RB (45 AR TR . 2% BB
PRI Sy, o R4 IV 325 AT A AR 22 1) Bty , A7 — a2 fL
1, BEARUE IR B IR R (HX IR IR FE R T35 R R
P DR 0 BRSO AR I 5 R E It EL AT W B 25 1
I BE PR 5, BEA RO TS bR R R T, R AN
LI Y375 BT AN J2 PR AR A 28 T A R0 T ok O A
TR R R N RAE N F, dE R R B WUARRR 2 , 2L
BRI MAN, AT SR LB, I6Y7 AR5
AR B DIREYY TR B SEI0 4 /= X IR, X 528
FRAERE A e —3. B E D7 20 R AT
X HE AR B D RE s e 4 , (5 VR SR A I G AT
TRYT I 7 AT /N, 3 PR R il Y B b vl
RS YE B B BB B R AY B DI RE , N AT 7E
PEAT MR AR, 2R 2 58 4% B D RE4E 5 3 g 1
FH o H LAY LBGS H fr T L RE e AN 58 42, 4 5%
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AR Je U K6 I 75 netrin-4 | Vitronectin 7K, I #E4 720 1R b4 . % FH Pearson A0 3¢ 43 AT 1435 L& netrin-4.
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PE43 #30 K IMT {1524 5 17140 )¢ (r=—0.365 . —0.410, P<0.001 ) , IfiL 7% Vitronectin /K F- 5 NIHSS 143 . % 5
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Relationship between serum netrin-4, vitronectin and neurological function and carotid
artery intima thickness in patients with acute ischemic stroke

YANG You, CAO Minhui*, HE Qing, ZENG Rong

(1. Department of Neurology , Chenzhou First People’s Hospital , Chenzhou , Hunan , China , 423000 ;
2. Minimally Invasive Treatment Center of Tumor, East Hospital of Chenzhou First People ’ s Hospital,
Chenzhou, Hunan, China, 423000 )

[ABSTRACT] Objective To investigate the relationship between serum neuroguidance factor 4
(netrin-4) , vitronectin and neurological function and carotid intima thickness in patients with acute ischemic
stroke (AIS). Methods A total of 116 AIS patients admitted to Chenzhou First People’s Hospital from May
2019 to May 2020 were selected as the research group, and 60 healthy people who came to our hospital for
check-up during the same period were selected as the control group. Serum levels of netrin-4 and Vitronectin
were detected by enzyme - linked immunosorbent double - antibody sandwich method and were compared
between groups. Pearson correlation analysis was used to explore the relationship between serum netrin- 4,
vitronectin and neurological function and carotid intima thickness in patients with AIS, and multivariate
Logistic regression analysis was used to explore the related factors affecting neurological function in patients
with AIS. Results The level of serum vitronectin in the study group was significantly higher than that in the
control group, and the level of serum netrin-4 was lower than that in the control group (P<0.05). Serum levels

of vitronectin in AIS patients in the severe group were significantly higher than those in the moderate and mild
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groups (severe group > moderate group > mild group, P<0.05), while serum netrin-4 levels were lower than
those in the moderate and mild groups (Severe group < moderate group < mild group, P<0.05). The serum
level of vitronectin in AIS patients in the arterial plaque group was significantly higher than that in the carotid
plaque-free group (P<0.05), and the serum netrin-4 level was lower than that in the carotid plaque-free
group (P<0.05). Serum netrin-4 level was negatively correlated with NIHSS score and carotid artery IMT value
(r=—0.365, —0.410, P<0.001), and serum vitronectin level was positively correlated with NIHSS score and
carotid artery IMT value (r=0.485, 0.445, P<0.001). The results of multivariate Logistic regression analysis
showed that serum netrin - 4 and vitronectin were both independent influencing factors of the degree of
neurological deficit in AIS patients (P<0.05). Conclusion The level of netrin-4 in serum of patients with AIS
decreased, while the level of vitronectin increased, and the changes of serum netrin-4 and vitronectin levels
were closely related to the degree of neurological deficit and carotid intima thickness. Both can be used as

effective indicators to evaluate the degree of neurological deficit and carotid intima thickness in patients with

AIS.
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5 AIS SBAE M2 I6E  S08h Ik N BREE E 110G 3R 5 R
ZH % logistic [ MR T AIS 85 # 41
REMIAHIER 22, L P<0.05 N 2E A G255 L,

2 H#HR
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Table 1 Comparison of baseline data and serum netrin-4 and

vitronectin between 2 groups [n(%), (x+s) |

[lhecl XfHEZ

g (n=116)  (n=o0) X710 P1H

MBI (B ) 63/48 40/20 1.080 0.299

Y (%) 60.36£8.44  59.96+£8.25 0.300 0.764

W2 S s 30(25.86) 18(30.00) 0.341 0.559

1o I S 80(68.97) 35(58.33) 1.974 0.160

BH R s 70(60.34)  30(50.00) 1.725 0.189

B 55 (kg/m?) 24.10£2.20 24.33%2.65 0.612 0.541
ABEHE &I ] (W/IQR)  26.20%5.62

TG (mmol/L) 5.02+0.36  4.23+0.22 15.550 <0.05

TC (mmol/L) 1.83£021  1.3620.14 15.523 <0.05

LDL-C (mmol/L) 2.80+0.18  2.14+0.13  28.627 <0.05

HDL-C(mmol/L) 1.12£0.09  0.68+0.02 37.347 <0.05

45.18+6.65 108.62+22.25 29.734 <0.05
84.60+12.36 33.21+6.62 31.149 <0.05

netrin-4 (ng/mL)
Vitronectin ( pg/mL)
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Table 2 Comparison of serum netrin-4 and vitronectin levels

in AIS patients in different NIHSS groups (x+s)

2H 5 n netrin-4(ng/mL)  Vitronectin( pwg/mL)
A 33 22.25+5.10™ 106.62+13.25"
A 39 40.62+6.75" 84.25+12.10°
A 44 66.40+£8.96 68.36+7.63

FAH 57.750 68.791

PAH <0.05 <0.05

TE: SR EH IR, P<0.05; 5 A LR, 'P<0.05,
2.3 A[FEH K IMT (9 AIS [ L7 netrin-4 |
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0.05) , IiL7F netrin-4 7K TG 300 Ik BER A , 22
FAGEE X (P<0.05) . W& 3.
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Table 3 Comparison of serum netrin-4 and vitronectin levels

in AIS patients with different carotid IMT (x+s)

21 5 n  netrin-4(ng/mL)  Vitronectin(pg/mL)
I kEERH 55 30.87+4.36 96.03x12.41
T ke 61 58.07+7.41 74.29+8.26
i 20.729 16.463
P{A <0.05 <0.05
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T4 I AIS BEMEZEINEEM S E = logistic B34 47
Table 4 Multivariate logistic regression analysis of

neurological function in patients with AIS

HE R s

OR{H 95% CI P1{H

AER 0965  0.121 15241 2.62 2.07~3.33 0.002
WA 0.886  0.114  14.632 243 1.94~3.03 0.004
netrin-4 1.254 0362 18965 3.50 1.72~7.12 <0.05

Vitronectin ~ 1.362  0.452  20.965 3.90 1.61~9.67 <0.05
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STEMI 44 #b ] I p-p38SMAPK . p-JNK Z ik 541
AT B e BB G RS &

ERE TR FH HFEe

[ ZE] BB W5 ST BHAE TG JUEE (STEMI) (35 4N I B R Ak p38 22 2L 3% Ak 4 14 il
(p-p38MAPK) R 1L c-Jun Z AR Bl (p-INK) FRIA S AU T SO IATUG G R . Ak 85 20194F
5 7 % 2021 4F 6 J WIRIFE S B B R EBE 22 BT #E KA 2 9 STEMI S 4E g STEMI 41 A4 1) fgt
B A B R X B2 AR I A R Il A A% 48 i (PBMCs ) Y p-p38MAPK | p-INK (3 ik 7K, I3 i
Caspase-3,Caspase-12 sSTWEAK i, [ifi1/j STEMI S8 HIKEFE DG 6 1 A TS 15N, 2558  STEMI
20 F8. 3% PBMCs 1 p-p38MAPK . p-JNK 31K 7K S UliL i H Caspase-3 . Caspase-12 sTWEAK % 134 1t 2 15
TR, 25 5 Geih 238 L (P<0.05) . STEMI 41 84 p-p38MAPK . p-JNK 5 Caspase-3 , Caspase-12 .
sSTWEAK £ [F#H¢ (P<0.05) . STEMI 2H H' 2 3095 4% . Gensini F53>40 43 3 W1 95 1 B 8 3% PBMCs Hr
p-p38MAPK \p-INK (13 15 /K-35 . 35 755 F 50 520675 | Gensini 143 0-40 43 LW R , 2R A%
7 X (P<0.05) ., p-p38MAPK .p-INK ik 7K % STEMI 5 2 5935 1 W5 B4 A8 (P<0.05) . 4518
STEMI & F1 il p38MAPK JINK fi: B il Ak 59 18 N AR T R TV A RAT G,

[X#IF] STEHR RO NUESE ; p38MAPK ; INK

Relationship between the expression of p-p38MAPK and p-JNK in peripheral blood of
STEMI patients and apoptosis, short-term prognosis

WANG Fabo, YE Mianfu, LI li, XU Zhiwei*

(Emergency Department, Tunchang County People’s Hospital, Tunchang, Hainan, China, 571600)

[ABSTRACT] Objective To study the relationship between the expression of phosphorylated p38 mi-
togen activated protein kinase (p-p38MAPK ) and phosphorylated c-Jun N-terminal kinase (p-JNK) in periph-
eral blood and apoptosis, short-term prognosis of patients with ST segment elevation myocardial infarction
(STEMI). Methods STEMI patients who successfully underwent thrombolytic therapy in our hospital from
May 2019 to June 2021 were selected as the STEMI group and healthy volunteers who underwent physical
examination as the control group. The expression levels of p-p38MAPK and p-JNK in peripheral blood mono-
nuclear cells (PBMCs) and the contents of Caspase-3, Caspase-12 and sSTWEAK in serum were measured.
The prognosis of STEMI patients within 6 months after thrombolytic therapy was followed up. Results The
expression levels of p-p38MAPK and p-JNK in PBMCs and the contents of Caspase-3, Caspase-12 and
sTWEAK in serum of the STEMI group were higher than those of the control group (P<0.05). p-p38MAPK and
p-JNK were positively correlated with Caspase-3, Caspase-12 and STEAK in the STEMI group. In the STEMI
group, the expression levels of-p38MAPK and p-JNK in PBMCs of patients with multivessel lesions, Gensini
score > 40 and poor short-term prognosis were higher than those of patients with singlevessel lesions, Gensini
score 0-40 and good short-term prognosis (P<0.05). The expression levels of p-p38MAPK and p-JNK have
predictive value on the short-term prognosis of STEMI patients (P<0.05). Conclusion Hyperphosphorylation
of p38MAPK and JNK in peripheral blood of patients with STEMI is related to disease aggravation, activation
of apoptosis and poor short-term prognosis.

[KEY WORDS] STEMI; p38MAPK; JNK
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ST Bt ¥f =5 240> ILAE E (ST segment elevation
myocardial infarction, STEMI) J& fe /™ 5 [ 2Pk 56k ik
CRAMEAY i R ROAMERE K, 22Tk
PR RENE M Nt HAA AR SRR , 1697 STEMI YRCHR
WY1 ABATSA B 03 F B o ki e 5 2 AR AN R I
B, S TS SR ABER RBET R
PRI, BFE 52 STEMI R85 Dk Vs #0303 i /s ) A
KPR B o HIL R O il A B 5 A R . 2
4 U Ak B PO (Mitogen - activated protein ki-
nase , MAPK ) J&— G R A B3 58 PR 1T AR 0E M 4]
AR IR A5 i, Z2 IRl A 9T UE S5 MAPK %
1 p38MAPK . c-Jun 2 3 A 3 3 ¥ (c-Jun N-terminal
kinase , INK) i & () W 198 b5 A6 500 ALaBRe ot -8 12
P AR A AR T O AR SR LA
B KA IR ) STEMI B & X4, M4 b e
Il p-p38MAPK ,p-JINK ik 5 4 il T S 3 W Fil s
KRR

1 M&REFE

1.1 — R

YEFE 2019 4F 5 H % 2021 4F 6 H W [E 4 B kit
1) 84 1] STEMI B E A W55 i) STEMI 41, 40 Ab%
e DFF 450 P STEMI B2 Wik ;s @ iahiz 2
TR ARIRYT s QHE R AEFIKIA R FE S M AL i B
AN AL (PBMCs ) A I bR A s @I PR FER K i 1A
RS SHO R PN D& I aps SNl
oo HEBRARE : ORE A O NUESE kA s s s
HAA ATFAR L @QFH 28Ry 555 2T
AR IIRERREAT TasE RGN GRS BRI AR
K65 (1) 68 191l 5 2 JE & VX B2 . STEMI 4+ B3
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(23.85+5.96 )kg/m*, WL [E]—MGORHT LEEL, 255700
GuiteFE L (P>0.05) . AR EACPRZE b1 S
1.2 ik
1.2.1  PBMCs 41 %5 J p-p38MAPK . p-INK ik
S il

EhITARR T B8 B STEMI 20 52 35 1 e B ik il
29 3 mL, K s 53 IO I 2H A J 2 10 BT B8 i ik ot
24 3 mL, >k FH Ficoll % 46 & 85,001 43 25 PBMCs,
T 4 0 22 1 g B2 B PBMICs 1948 5 75 2 26 F1 AR
A A 5 N M ot g Bt i v 54T western blot i

W R AT LUK o B A ) 2 i R EE
T R 21 24 2R 1 i I 24 % % R B PAD o e M — 3t
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=R L AR5 TE BB &R G b O T 2
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Uk, IR AR K EAE L 3153 p-p38MAPK/
p38MAPK . p-INK/INK JK £ fEL 1Y HUAHL o
1.2.2 [y ' Caspase-3 . Caspase-12 , sTWEAK &
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# K A AR T B B STEMI 21 28 25 1 A1 B e Uk i
24 3 mL, AR B B OGS R 2 A TR A R B DK 1 24
3 mL, ¥ 3 000 §%/53 242 5.5 cm B0 o3 B LTS
Ji R FHTIGR S 52 W B2 3050) & (VIR AR ) A
He P ) Kzl Caspase-3 Caspase-12 sSTWEAK (15 & .
1.3 STEMI & ™ H 12 B i IFAG

HRAEFE K CT 17 B PFAk STEMI g i /™ S F2JEE
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1.4 STEMIT WIS T AL

BEVTEHDKA RIS 6 A FEA RO A
= (Major adverse cardiovascular events, MACE) ol
G OL , 78 SN PR M AE 3 | P2 O 800 (IR ST
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1.5 GEitereib Bk

K SPSS 23.0 At AT G it 2 Ab PR L it
BORLLA (x 25) R, AL IA] F ] ¢ K 35, 38 3 Pear-
son K % 43 M p-p38MAPK . p-INK i) % 35 7K F 5
Caspase-3 . Caspase-12 . sTWEAK & & 1A &4, 1
1t ROC #2843 #7 p-p38MAPK . p-INK X} it 1 15 )5
IFIE . P<0.05 R 2R A giit2e i Lo

2 HFR

2.1 STEMI 41 5 %} Fi 21 PBMCs H' p-p38MAPK .
p-INK # 357K (1) g

STEMI 41 it #% PBMCs H' p-p38MAPK ., p-JINK
MR IR KT B = TR R, 2R A it E X
(P<0.05), WLFE1.E 1,
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p-p38MAPK , p-INK ik /K1 b4
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&1 STEMI {5} 8H PBMCs H p-p38MAPK | p-INK
RIAKTFHILLE ()
Table 1 Comparison of expression levels of p-p38MAPK
and p-JNK in PBMCs between STEMI group and control
group (x#s)

20 53] n p-p38MAPK p-INK
STEMI 44 84 0.85+0.29 0.73+0.21
X FRZH 68 0.46+0.08 0.36+0.07
18 10.757 13.909
P{H <0.001 <0.001
DD3BMAPK | mes s e e s | 41 kD
P3BMAPK | i e e e o o || D
PINK | e o S e St | 54 KD

INK [ e o o o —] 514D

Bractin | QEED GEE CGEED WD e=— —‘ 42 kD
L L ]
X B2 STEMI 41

El1 STEMI 45384 PBMCs H1 p-p38MAPK , p-INK A
ik E
Figure 1 Electrophoresis of P-P38MAPK and p-JNK in
PBMCs of STEMI group and control group

p-p38MAPK . p-JNK 357K - i 5 T B S AR A
# , Gensini F143>40 43 i35 PBMCs H' p-p38MAPK
p-INK 12235 7KF- W1 5 T Gensini 143 0~40 73 i
T ERBASE L(P<0.05), WK 2,

%2 STEMIZAHARERFTEEE PBMCs 1 p-p38MAPK
p-INK RiZKFERILLE (x+5)
Table 2 Comparison of expression levels of p-p38MAPK
and p-JNK in PBMCs of patients with different conditions in
STEMI group (x+s)

It e n p-p38MAPK p-JINK
AR FH PRAS 48 0.76+0.28 0.69+0.21
2R 36 0.97+0.32 0.79+0.24
A 3.200 2.032
P 0.002 0.045
Gensini 143 0~40 43 43 0.75+0.25 0.65+0.24
>40 4% 41 0.95+0.33 0.81+0.26
A 3.140 2.933
P{H 0.002 0.004

2.3 STEMI 41 5 %} FE4H 1fiL 55 P8 T- 48 A5 0 L 4%
STEMI £ i 7% Il ¥ Caspase-3 ., Caspase-12 .
sTWEAK 7 i 4 1 i T X B2, 22 e 3 B G2 1)
3 X (P<0.05), W# 3.
2.4 STEMI 4 p-p38MAPK . p-INK 2 ik /K5 ]
T4 bR 1 AH oM
STEMI 41 /% PBMCs ' p-p38MAPK , p-JNK
#Y 2% 35 7K F 5 1L 7E Caspase-3 (r=0.512,0.418) |
Caspase - 12 (r=0.337., 0.575) . sSTWEAK (r=0.451 .
0.393) 7 it 22 1A G (P<0.05) .

3 STEMIASMRAMBFFTEIRMILER (x£5)
Table 3 Comparison of serum apoptosis indexes between

STEMI group and control group (x+s)

o134 " Caspase-3 Caspase-12 STWEAK
(pg/mL) (pg/mL) (pg/mL)
STEMI4 84 36514942  28.75x7.24  46.28+9.15
X e 2 68 14.68+3.58 19.02+3.41 30.17£6.62
1 18.073 10.200 12.165
P{a 0.000 <0.001 <0.001

2.5 STEMI 4 H A [] i 1) 131 J5 £ %% PBMCs Hy
p-p38MAPK , p-INK ik /K1 b

STEMI 41 i A 1l 5 A K & PBMCs
p-p38MAPK . p-JNK [ 35 7K F- W] 5k i T 3 S0 9 f
RAFEH , ZRBA G L (P<0.05), W34,

&4 STEMIAHRARREILHTEEE PBMCs H
p-p38MAPK . p-INK RiEKFHILLE (v £5)
Table 4 Comparison of expression levels ofp-p38MAPK
and p-JNK in PBMC:s of patients with different short-term
prognosis in STEMI group (x+s)

I A n p-p38MAPK p-INK
i) B4 65 0.77+0.24 0.68+0.18
TG A R 19 1.12+0.29 0.88+0.21

t1H 5.177 4.101
P <0.001 <0.001

2.6 PBMCs 11 p-p38MAPK . p-INK 3 357K F- 5 il
STEMI 4 i 3 3 W 1 J 1 43 Ar

PBMCs H' p-p38MAPK . p-JNK 7 ik 7K - il
I STEMI £H f8 3 i 191 9 J5 1) ROC Hh £k WLl 2,
AUC 435l 4 0.815(95% CI: 0.691~0.939, P<0.05 )
F10.780(95% CI : 0.655~0.906 , P<0.05) ,

100 7 1-P38MAPK 100 7 P-INK
s 75 s 75
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™ m
25 25
A 0 25 50 75 100 B 0o 2 5 75 10
1-45 54 % 1-45 54 %
E 2 PBMCs H p-p38MAPK , p-INK &7k FEFill STEMI
HEF IR ROC 4k

Figure 2 ROC curve of p-p38MAPK and p-JNK expression
levels in PBMCs in predicting the short-term prognosis of

patients in STEMI group
3 it
O JULBR I P35 3 45 45 7 STEMI A6 25 45 32 i ik
VERRIRYT 5 0 22 1 s A BRI R e a9 1 S
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DeFine.TB 45 Xpert-MTB/RIF iZ Wi i #h &% 11 b4
AEw B FH OFA ORE RER KE"

[ ZE] B8 BTS00 BT 3R 5 R 411 X 7 (DeFine. TB ) BX 45 45 4% /0 A AT 181 /R 4 ST T 24
SN B8O E SRR Y B K6 4L R (Gene Xpert-MTB/RIF) 6 I 76 Jili S 25 B2 Wi i 5 X . ik WodE
2018 4F- 9 J] 3 2020 41 12 J 78 74 % 38 38 K27 55 I Jm Be B A3 Be i 12 sl G R 12 Wtk fili 40285 4% 995 e 3 52 43l
YA ANEE R ARG R I ANER G N 35 BN A RS54 . X T R 43 4T I DeFine. TB . JG 1A
A& DeFine. TB F1JC /A Gene Xpert-MTB/RIF #ill , Jf- Xt K 45 R 47700, SR 52 Billlfi IK#412
J i AN25A% 1) H vh | Ifl DeFine. TB . JC B /A DeFine. TB 1 Xpert MTB /RIF 46134 Wi i #1225 4% i B 1 55
35K 73.08% (38/52) .94.23% (49/52) F 65.38% (34/52) » 35 WAL b4 A% 52 & b, IfiL . JC B 1R W DeFine.
TB FlJC W /4 Xpert MTB /RIF £ i 12 Wi fili 1 28 42 BH 14 %43 51 2 57.15% . 77.14%F1 100.00% . £ 12 Wi fifi
AR RN Bl A0 55 K% B YL B | Il DeFine. TB y- T4t 25 A 2R BH RS B F- 46 I 25 B B4 2 8 L (P >
0.05) , JG 1 1 % DeFine. TB B [F - FH 14 1 JC 1 14 W Xpert MTB/RIF 25 5t 4 4t i1 2% & L ()=19.601 ,
37.565, P ¥4<0.05) . JCH AT DeFine. TB /& BE W fi = F Ilil DeFine. TB I JC B {4 Xpert-MTB/RIF, TG
AR W Xpert-MTB/RIF 4 5 i B b &5 °F 1fiL 1 JC & /K ¥ DeFine.TB . 4 JC I #4 i Xpert-MTB/RIF Fll
DeFine. TB 156 & K B, FEARURRRE ALk 5 58 4390 0 65.38% 11 100.00% . #6518 DeFine. TB #il Xpert MTB /
RIF 1055 K 000 fii &7 235 A% T B S0 44 12 32 DB 10 e S ST 4k R 9T 4 00 4, Sy s R e S0 31 il &b 25 % 5l 25
BB R IRIT RS %

[REIA]  MSMASL; G5BT I 5 25 A% T 40AEI5 ; Xpert-MTB/RIF

Comparison of DeFine.TB and Xpert - MTB/RIF in the diagnosis of extrapulmonary
tuberculosis

LIU Zeshi', GENG Yan®, LEI Jing', LI Jing', YIN Jian', ZHANG Yanping', GENG Yan'*

(1. Department of Laboratory Medicine, the Second Affiliated Hospital of Xi’an Jiaotong University, Xi’an,
Shannxi, China, 710004; 2. Department of Pediatrics, the Second Affiliated Hospital of Xi“an Jiaotong
University, Xi’an, Shannxi, China, 710004)

[ABSTRACT] Objective To explore the significance of DeFine.TB combined with real - time
fluorescence quantitative nucleic acid amplification (Xpert MTB/RIF) in diagnosis of extrapulmonary
tuberculosis. Methods A total of 52 patients with extrapulmonary tuberculosis who were hospitalized or
clinically diagnosed with extrapulmonary tuberculosis in the Second Affiliated Hospital of Xi’ an Jiaotong
University from September 2018 to December 2020 were recruited as the extrapulmonary tuberculosis group,
and 35 patients with non-tuberculosis extrapulmonary infection were selected as the non-tuberculosis group. All
specimens were detected by DeFine.TB of blood, DeFine.TB of sterile body fluid and Gene Xpert- MTB/RIF
assay of sterile body fluid, respectively, and the results were analyzed. Results Among the 52 patients
clinically diagnosed with extrapulmonary tuberculosis, the total positive rate of extrapulmonary tuberculosis
diagnosed by blood DeFine.TB test, DeFine.TB and Xpert MTB/RIF detection of sterile body fluids were
73.08% (38/52) , 94.23% (49/52) and 65.38% (34/52) , respectively.Among the 35 patients with non -
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extrapulmonary tuberculosis, the negative rates of blood, sterile body fluid DeFine.TB and sterile body fluid
Xpert MTB/RIF for diagnosis of extrapulmonary tuberculosis were 57.15%, 77.14% and 100.00% , respectively.
When diagnosing extrapulmonary tuberculosis and non - extrapulmonary tuberculosis infection, there was no
significant difference in blood DeFine.TB v-interferon factor single-positive and double-factor detection (both P>
0.05).When diagnosing extrapulmonary tuberculosis and non-extrapulmonary tuberculosis infection, there was a
statistically significant difference between the double - factor positive rate of sterile body fluid DeFine.TB and
Xpert MTB/RIF of sterile body fluid (*=19.601, 37.565, both P<0.05) ,and the sensitivity of sterile body fluid
DeFine.TB was significantly higher than that of blood DeFine.TB and sterile body fluid Xpert- MTB/RIF. The
specificity of sterile body fluid Xpert-MTB/RIF was significantly higher than that of blood and sterile body fluid
DeFine.TB. When the sterile body fluid Xpert- MTB/RIF and DeFine.TB were combined for detection, the
sensitivity and specificity were 65.38% and 100.00% , respectively. Conclusions DeFine.TB combined with
Xpert- MTB/RIF to detect extrapulmonary tuberculosis can significantly improve the specificity, positive and

negative predictive values of diagnosis, which provides a reference for early clinical identification of

extrapulmonary tuberculosis and non-extrapulmonary tuberculosis and anti-tuberculosis treatment.

[KEY WORDS]
MTB /RIF

25 ¥ 43 B FT 1 (Mycobacterium tuberculosis ,
MTB) 2 | 2 25 A% 0 B S A4S, © iy 42 Bk A0
RABRRE IR, NAKBR B K 48 F A5 AR A 23 B
SERZA  HoA T A R A X 2 g o AT A T A
R B N A 1000 U7, 56T 120 U7,
Horh 169 g fili 045 A%, T [T 45 420 910 65 o 4
BRI 8.4% , ALY T IR R EJBE & 74 S T 467 s At
55 =, AN EE A Y R AL T ARGE KR AR
T, [R5 A% AR LG, M A0 4 A% S8 5 04 i PR 3R S0 A
R, HL A2 IR GL R A7 R, il S48 4% 18 5 A B AR A
HL KA AR AR SE R B MLAS B 5 AR X il
HNEERE S W ARE AN B o DRI, A 4 A 1
B2 W n R b — R, TR R A 2 5k T
MR Ys (O 0 TR R P R AFTEDUR AT I ™ B3R Ty
P2 W MTB & brifl, HAERE % 40T Jm ik n]
IS Py U o (EIR R B A ) BRI R
SPEATBR o T I AU H AR I (5 2R A AT
REAT 45 2R ), HOO 5 4 iR B 3 RS2 06 28 25
I i PR 2 U0 PR H AU S B R 12
ik BB AW, R PGRIT R H . B EOR
2 B T O S B0 T 2 W T I R L
UNE5 K% 73 BOF T R S PR 40 P 7 K2 ( My cobacte-
rium tuberculosis -specific cytokine combined detec-
tion, DeFine. TB ) E. # 45 /i #fE47 ~ FH T il b2 1% Fn
W I AZ A BS Wik o AR BT T
T 1 B S R 3 AR VR AR - i 24 52 IO E e
F IR 14 46 4 R (Gene Xpert-MTB/RIF) g % 7

Extrapulmonary tuberculosis; Mycobacterium tuberculosis; DeFine. TB assay; Xpert

/ISR P 4 A I I PR B A vP %) MTB A1 RIF T
2. HHETHFSE W78, Gene Xpert-MTB/RIF X fifi 71
45 18 Wi B SRR 1T 3E 68.5% , S AL I A
100% ', 7= SCal 3ot X6 fili A1 25 4% 905 £ A 25 4% 1
fiti 4N E& G5 N 347 DeFine. TB #11 Gene Xpert-MTB/
RIF A K DU, 815 19 3 106 6 12 BT 1 2 3L, kg il &
LIS WS

1 ARSI

1.1 54

PEHL 2018 4F 9 [ & 2020 4F 12 A 15425838 K
=F O TR S BEISIA Y 87 91 i A Rk F R it PR
HWFFEXT G, HP AR PRI IRI2 97 48 /- S5 4% 47
WES W PR32 by fili S 25 4% J8 & 52 461 (Il &0 45 #%
), H 55 3241, 2 20 B, 74 4E 1 (53.73+9.22)
% o ARSI NG N 35 B (RS A% 41 ) . X
it 185 A% £8 3 000 235 A% 0 AT A e S P 4 IR -
| (DeFine.TB) . JG 14 /4 ¥ DeFine. TB ., JG [ 1A 7 45
W2 BT TR/ ARIAR T T 24 S I 2 0 T AR TR Y HS 4G
W% A (Xpert MTB /RIE) #4746 3434
1.2 AL Bk

Xpert MTB/RIF 5% Fif 5% 5 PCR A6 I % ( 58
Cepheid /A 7 ) . Xpert MTB/RIF # i 71] £ (10 A
P38, it : 1000083611, 3 [F Cepheid 22wl ) (45#%
A3 BRI R S5 1 240 M PR A DU 551 £ Defiine. TB
(28 A/, 35 : DM001S20200120, ]l R ) |
B AR A CRYI A 1t-6100) .
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1.3 Kk
1.3.1 il DeFine. TB

NGl (1R a2 1 oY 1= = NI s ==
38 AT RO AL A MR K R RS R A
Jitg 5 4 7 11 ESAT-6-CFP-10-Rv1985¢ 7 2 fitd 1
FE bR FE  R y- TR A A R -2
FUREE P A B — A PR R FH P, B )
Define. TB £l BH: .
1.3.2 JCH 1AW DeFine.TB

TC o AR TR L G R 7K 54 461 K 29 1R 56T R
44, BABUICHARTR 10~15 mL 1 A ST 2 8 405
FUB R, BBFE RS, 43 %) -T2 S 4
M2 -2 R TR, 45 3 y- TR K 4n il
I F-2 WA B A — R A e
P, B 52 Define. TB K61 BH 1
1.3.3 DeFine. TB 4% 531|352

25 L DL e (8 (T B B M7 JE (B (N D) Al
PHAE XS BRAE (P H) RR o e ™ b D0 HH 5 225K )
BEBH PSSR y- TR T-N=7 Fl/al (4 i % -2
T-N=20; FATESS - . y- T &K T-N< 7. P-N=35 H.
20 i/ -2 T-N<20 ,P-N=130""',
1.3.4  JCH A Xpert MTB/RIF

L B2 IRUJC AR L, 3 000 r/min £5.0> 10 min
J& B AR 15 em, 35 LW FIRPRAS bR AR

S5 12 e A AR . R R E 15
min~Th, fF bR A 52 @ WAL 5, B 2 mL bR A fim A
Xpert MTB /RIF J )i i 1] &, 7 A Xpert MTB/
RIF S A 2856 PCR KA, 2.5 h 5 B ] 75 2] 45
(A SRl O
1.4 Gt #rik

K H SPSS 19.0 #4471t 534 5 THEUF K}
Phn(%) 3R, kM @R ; LA P<0.05 A 2R A58
T FRE

2 HFHR

2.1 Y =PRI T VA Y LA

52 il RBA 2 R B AN A% ) s v, 52 Bl IR
Wie Ml 1 54 P, Il DeFine. TB  JC A
DeFine. TB Fl Xpert MTB /RIF 51132 Wifiti 425 4% S
FH 1 2R 0 591 Ay 73.08% (38/52) . 94.23% (49/52) il
65.38%(34/52) . 35 FIAEMAM AL B, I TC A
1A DeFine. TB FIJCH A Xpert MTB /RIF 12
W ifi A 45 2% B 1 3 4 00 o 57.15% | 77.14%
100.00% o F£12 Wi lili 5125 8% RN 3R Jili 5025 4% T e il
Ilil. DeFine. TB -1t 2% PAl £ [H RO PR el 22 5
TeBi 1 L (P ¥5>0.05) , 11 JC # /K i DeFine. TB
XA~ BPE AT TR 14 Xpert MTB/RIF 22 541 G211
S L(PY<0.05), WK1,

F1 MA=FENFTENLE (%) ]

Table 1 Comparison of three detection methods in two groups [1(%) ]

1fil. DeFine. TB y- T3 A F

JE#I /KW DeFine. TB - T4 T

JGH R Xpert-MTB/RIF

Al "OTHm WA B BW WATEME Bt i Btk
il shatii% an 52 11(21.15) 27(51.92) 14(26.92) 15(28.85)  34(65.38) 3(5.77)  34(65.38) 18(34.63)
2z 35 4(11.43) 11(31.43) 20(57.15)  2(5.71) 6(17.14) 27(77.14)  0(0.00) 35(100.00)
Pt} 1.387 3.572 8.025 7.120 19.601 47170 37.565 37.565
P1{H 0.239 0.059 0.005 0.008 <0.001 <0.001 < 0.001 <0.001

2.2 WP 5 ¥k ¥ & DeFine. TB 1 JC & 1A ¥
Xpert-MTB/RIF 1A Kzl 1% S0 3 A 5

JC B 1K ¥ DeFine. TB 5 J&& FE BH g & F 1M
DeFine. TB #1JC # {4 & Xpert-MTB/RIF, ifif JC [ 4

W Xpert-MTB/RIF 45 5 F& B i /& T It A1 G P 449
DeFine.TB., 4 JG B 4 i Xpert- MTB/RIF Fll De-
Fine. TB Bk 15 A6 I isf, JHC 5008 5 RS S B2 4 il oy
65.38%F11100.00% ., .32,

2 W ES BRI E AR DeFine TB 1 Xpert-MTB/RIF Bt & # il 14 88 1 {4
Table 2 Performance evaluation of the two methods alone and the combined detection of Xpert-MTB/RIF and DeFine.TB in

sterile body fluids

[SRUDRES HUZSE (%) 5 (%) FH A T304 (%) BAPE T (% )
1fil. DeFine.TB 73.08(38/52) 57.14(20/35) 71.70 58.82
T # A DeFine. TB 94.23(49/52) 77.14(27/35) 85.96 90.00
JCHE R Xpert-MTB/RIF 65.38(34/52) 100.00(35/35) 100.00 66.04
DeFine.TB H1JC B & Xpert-MTB/RIF k45 65.38(34/52) 100.00(35/35) 100.00 66.04
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3 g

ils &1 &5 %3 5 R T 4 4% S R R R JER G i S
J& 2 M SO T S RE T RS o B A W A 25 %
g BT =, A S5 A% Y 12.0%~28.5% , 1T
BE T N B 4 45 A% R At T N B 14.1% ~
17.6%" . W TSNS A% 0 IR YL ik 12 2 Fp 2 4%, 1]
K T4 B R4S FRAL, BT 51 A4 I ACRE IR A 1
AN WY AR 22 I 2 A i 1 3R BT 4 o, A7
TEIRIL B W R ME SRS 0™ o IR AR b ik s — Fb bl
R HAA R R Ty i, Lk B RIS W, RiGTT
() B Y RS R T A

DeFine. TB #EHL T £ 7 T 45 7% 43 B FF 187, {H7E
A B R K 2 IR 25 A BORT T T e R 1Y
RD1 [X fll RD2 [X % fi% (1) ESAT-6 ,CFP-10 ,Rv1985¢c
B BT HEARZ R RS, 7R 5P
I 235 K% 43 R FF 1 5 5B B 45 80% . Xpert-MTB/
RIF £ A J2 3 T2 8 S 98 6 2 AL R 9 46 47
AL EEXF rpoB 3[R 81bp FIAE - 25 4% 0 X [8) 1% 1
6 B TEbns 19 .6 B or T HREE RO 5 & A
ZEAR R T3 B2 W 2 15 o0 45 4% DL SR 75 6
I A i 25 0 5 vk, AT AE 2.5h YR AR T 2
W', {H DeFine.TB Fll Xpert-MTB/RIF % fifi #1 4%
% ) 4% 2 R ) 5 R R 9 5 /0, %k B A2 W
A= Fi— A,

A 5T % 52 Billlfs PRAR 2 Sk Jili S0 25 2% 0 35 16
AWl S5 R BB R & B0, e Rl AN R el v, TE A
1AW DeFine. TB 119 FH ¥ 2% ] & & T Ifil. DeFine. TB
FI Xpert MTB /RIF [ PHME% . 3% 1] §E 1 F DeFine.
TB A5 W 719 2 TG TR AR Hh 4R 5 M T 240 0 0 1) oy -
TR AN FE-2 T YREY LSBT
TR T 5 355 e s i 8 O BRI ) SR S
fr 2 B4 T bk U 40 M A0 B bk L 4 . 45 A% 4 S
T 20 A £t 2 B I v 40 s, LG B AR VA [
THMEIM, BA MEA R THHEZE . Kk, W
{4 DeFine. TB ) PH 44 22 B i & T Ifl DeFine.TB.
ARSI R I, R i AD R I 9k T 4
(G RN IR A = D& R R PR I QDL
Fine. TB f& A £ . A1t , DeFine. TB & Be & iy Fr A
FHP: AR A . Xpert-MTB/RIF £ Il 25 4% 1) BH 14 2R A1
T IC KW F Il DeFine. TB (¥ FAPESR X AT hE 5 T¢
A A Y8 248 P £ Ao £ i (A7 G, {H Xpert-MTB/RIF 1)
BH P 2% 34 31 65.38% , 1t Xpert-MTB/RIF X fifi

NSRRI A — BRI . X —EE S e = A
HWaBEAHE . dEg5 40, Il DeFine. TB {9 BH M % 5
TICH AW DeFine. TB M2, 1] Xpert-MTB/RIF
A H B . DeFine. TB H B BHE AT GE S Hi L
IRAEAE — i PR B 5 B W o AT 1T 1A £
REFF B RN IR NN A3 RO PR A5 A AR 28 SR N s igg bt
SRS 25 BPURAAAE RN X . Xpert-MTB/RIF A
P A , 5 ART RO FE 458 — 207

JC 1 i DeFine. TB 7 il 7145 4% 21 i) Sk
5% &5, 1. DeFine. TB il Xpert-MTB/RIF F) 458 & ¥k
2. TR Xpert-MTB/RIF 15 ifi b 45 4% 20 1 45
S5, O R DeFine. TB Fl1fil DeFine. TB
SR CN 77.14% 1 57.14% 08 MR} B2 B
ST e s R A 5% 2 BT, i i B DeFine. TB
B 97. 37% 25 T 1fil. DeFine. TB 76.32% . i & FH ¥k
Xpert-MTB/RIF65.79% , ffii i F1# DeFine. TB 4% 5
¥ 77.78% = T Ifil. DeFine. TB 55.56% , 1% T~ i Jis £
& Xpert-MTB/RIF %§ 5 J¥ 100% . AHF 5% ' Gene
Xpert-MTB/RIF £ Il 78 Jili 41 25 4% 32 Wi 1) sk 5 Sy
65.38% , 5 5 B N 100% , 6 B 75 i &b 25 4% 32 W it
£, Gene Xpert-MTB/RIF 5l £ A 245 %5 5 19
Hrfli . T H Xpert-MTB/RIF 6 | 4 AR AL 75 F A5 A
TR 10~100 A/mL"™ o U R AR A 3 1 i i
I Xpert-MTB/RIF ¥ 45 J A5 il & 30 BH 4 5% B
5T % BN Xpert-MTB/RIF 46 ] Jifg Js FUO , B
Jia i AL Xpert-MTB/RIF 45 55 P 5 o U B 38 1
40 P = bR A TR i 2 3 $E T Xpert-MTB/RIF
(I BA P 2R, AR RAF 5T 5 A DG B2k, HAS I
7% 1 Xpert-MTB/RIF FH 4 i I {4 100% , 15 F]
Xpert-MTB/RIF i HAf 12 8 L. A58 o AR
DeFine.TB I & JC i /& i Xpert MTB /RIF J5 % &,
TR RE HE— 2 4 TG I ) AECER R (H A R T
SERE ., A5 W, DeFine. TB B4 7> T T8 546
W7 207 LAAR 2 Wi i SRR AR S 2, 5
AHIFFE FP A R R S B 2 18— 3K

Zi L PTR A5 2 W JC IR (W DeFine. TB
RS O R L R S R R 22, T G TR ARV Xpert-MTB/
RIF A AR o P RE 5 B, S s Dy vk 36 5 el
F AT B S 5 12 W S A A A A A S B AR R
JEE R IR, L AEUX 40 i s A ke i, 1664 G I ]
) 38 $8 v L BH e R IS 2 AL, T Ay e PR TR
FI AN R S AR S B SR PG R T Bt
2%,
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YSE METTLI4 AR Z R g5 b
RA A REE B AUET EWT Sppg

(8 E] B BEAZBIRED N METTLIA 1 s v i 246 35 B H 55 Iosd oR 85 22 [l 1 6 & o
Tk MAHSCE B o R HAs A iR S OE 2120 H (B BB | 4387 METTLI4 76 A [R) 1E % 21 2R )
i 9eE 2 (8 2R R KO 5 LU METTLI4 () 335 7KV S AR5 I U5 Z 81 09 G & 5 430l o3 i METTL14 3%
K 55 G0 B8 2R BT 3 R G BE A A 5 B AR G 5 T METTLI4 32355 MMRs LI ) DNMTs (£ A K &R .
LR METTLIAAE R 250 R i v 258 K- 42 1E # 42K ; KIRC \MESO ,READ "1 METTLI4 HI{K %
RATRES BE AR R BUG A 56, K-M 477 4 B8 KICH \LGG H METTLI4 )15 235 ; METTLI4 1) 3 3%
7K3F-5 BLCA .COAD \HNSC H i) #0328 42 1 7K d b 2B HH OC 5 2 M v METTL14 W3R35 K5 240k
¥ 55 A G 2 T METTLI4 (/) 335 7K F 5 MMRs 52 K & DNMTs (1) 3 34 7K 5 1F A 56 (P<0.05) o
g% AW EWEAR T METTLI4 72 R e A AR 0k R b i p 09 S ZEVE L, S METTL14 AR Ry A K Jil
Je TS DAl DA K S 88 7R 7 110 DG FH R BT 1) LA

[($EiR] METTLI4; iZ¥50HT; SeiR i s I flor s

Comprehensive analysis of single-gene METTL14 in Pan-Cancer

ZHAO Li', YAN Qing*, ZHAO Xiaowen’, PENG Rui', ZHU Mingxue', WANG Ye’, MU Xiaofeng**

(1. Department of Medicine, Qingdao University, Qingdao, Shandong, China, 266021 ; 2. Clinical Laborato-
ry, Qingdao Central Hospital, Qingdao, Shandong, China, 266042)

[ABSTRACT] Objective To analyze the expression of METTLI4 in tumors and its relationship with
tumor microenvironment by combining multi-database analysis. Methods The gene data of various tumors
and normal tissues were obtained from the relevant database, and the expression levels of METTLI4 in differ-
ent normal tissues and different tumor tissues were analyzed. The relationship between the expression level of
METTLI14 and tumor prognosis was compared. The correlation of METTLI4 expression with immune cell score
and immune checkpoint was analyzed. The relationship between the expression of METTLI4 and MMRS and
DNMTs was analyzed. Results The expression level of METTLI4 in most solid tumors is lower than that in
normal tissues; the low expression of METTLI4 in KIRC, MESO, READ may be related to the poor progno-
sis of patients, and the K-M survival curve shows the high expression of METTLI4 in KICH and LGG. The ex-
pression level of METTLI4 was most significantly correlated with the level of immune infiltration in BLCA,
COAD, and HNSC; the expression level of METTLI4 in each tumor was positively correlated with multiple
checkpoints. The expression level of METTLI4 in pan-cancer was positively correlated with the expression lev-
el of MMRs gene and DNMTs (P<0.05). Conclusion This study fully reveals the important role of MET-
TL14 in the development and progression of different tumors and provides new insights for METTLI4 as a key
target for future tumor prognosis evaluation and immunotherapy.

[KEY WORDS] METTLI4; Pan-cancer analysis ; Immune infiltration ; Tumor microenvironment
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e I U — T B A A PR A R 2
MR HETE PUOR T A A R e kiR AR
Hr e i 38 5% (tumor microenvironment , TME ) %
JifE () & S e A 2= I AE Y . TME fh 41 Jifd
A3 RN A LA 35 S5 4 K, A4 R i T 7 A e 2
JL AR R IR 12 1 %) e 2 A4 6 R 5 5 240
550 A, S e R, AT AR AN R A AT A%
AR, T MR RS A s AR AR
Al REA B T i — DR R W kR pL o Bk i
Z2 (MR A 2 I, 5 o 41 AR 4 3 40 A bR 2H 27
W E 2, 5 R O R AR SC ) — R G L
o HATVE e BT B AE i R 71

N6-H FE i 4 (N6-methyladenosine , m6A ) & 1
M ELA AN T R TR B RNA B4, SO 2 1
TFFEAB /R moA 75N & A= i F rh ke 4 O
MIVER™ . W LG B A 25 11 14 (methyltransferase
like protein14, METTLI14) &—Fl 3£ [1) RNA No- it
T H SR R, 3 2 R RNA DhReS 5 Mo i it
&, BLE &I METTLI4 5 AN[RZEAEAE H 0 s %
AT, AR, E I TCGA s
33 PP A FIIE 1) IR B , SR METTL14 72454
ARy FIR USRS TG e fabn Z 8] 1 Gk
N METTL14 %5 W So e i e A i JEL
1 A&
1.1 BRRAEF METTLI4 1572 35 h i 2638 04

M TCGA %% #% £ (The Cancer Genome Atlas,
TCGA) (https://portal.gdc.cancer.gov/) Fl & PA 71 - 21
2133801 H (Genotype-Tissue Expression, GTEx ) £{
P& 1 (https : //gtexportal.org/ ) FARHLAS A Ifded M 1E %7
R ) B A , DR 4 2R A B4 15 (Cancer
Cell Line Encyclopedia, CCLE) %% #i& J% (https ://por-
tals.broadinstitute.org/) H1 R 25451 MR 41 i 7R B %K
P, DL T M S TRZE 25 A I A A bl 508 55 1 22
5to Herf N GTEx Bdla e ot g LN 75 31 4
HAR IR K, 35 GTEx Bt 22 A id 1E 3 2H 4
(R A TCGA iR 2N , 43 27 F e iy
k2SS il FH Kruskal-Wallis #5650 4f METTL14
FEAN)IE B A RN R g L 2 i 8K
1.2 METTLI4 11298 H U 530

i P 2 Cox [l 14 43 Mr i+ 5 METTLI4 £
33 bR v A 2 ORI BE AR A B AH G , Kaplan-
Meier A= 73 BT K A METTLI4 1) 335 7K F- 15

K5 Mg S Z [ E R .
1.8 METTLI4 5 53 WO 9 AH S E 73 A

AR A 5T DR G 28 £ 48 % (Tumor IMmune
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Figure 1 The expression level of METTLI4 in tissues
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Figure 2  Relationship between METTLI4 expression and overall
survival of cancer patients
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Figure 3 Relationship between METTLI14 expression and

the level of immunoinvasion in different types of cancer
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Table 1 ~ The relationship between METTLI4 expression and
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Figure 4 Relationship between expression of METTLI4 and
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Application of multidisciplinary cooperation model in diagnosis and treatment of
hereditary deafness

LEI Yali, HUANG Xiaonan, PAN Junjun, DU Hua, LIANG Aifen, SUI Hong*

(Department of Clinical Laboratory, Dongguan KangHua Hospital, Dongguan, Guangdong, China, 523000)

[ABSTRACT] Objective To explore the application effect of multidisciplinary collaboration (MDT)
model in the diagnosis and treatment of hereditary deafness. Methods In the MDT mode, a total of 2 715
genetic testing cases of hereditary deafness in Dongguan Kanghua Hospital from January 2019 to December 2020
were collected as the research group. The genetic testing data of 4 558 cases of hereditary deafness in Dongguan
Kanghua Hospital from January 2017 to December 2017 in the conventional mode were used as the control group.
To compare the differences in diagnosis and treatment of hereditary deafness before and after the implementation
of the MDT model, including mutation detection rate, follow-up rate, patient satisfaction, and early intervention
for patients with severe deafness, etc. the application effect of the MDT model in the diagnosis and treatment of
hereditary deafness was analyzed and evaluated. Results The research group has improved in terms of
management system, service system, information system and talent training compared with the control group.
There was no significant difference in the detection rate of GJB3, SLC26A4, 12SrRNA gene mutation between
the two groups (¥*=1.221, 1.912, 2.454, P>0.05). The detection rate of GJIB2 gene mutation in the study group
and the total detection rate of the above four gene mutations were higher than those in the control group, and the
difference was statistically significant (x*=10.003, 14.576, P<0.05). There was no significant difference in the
follow-up rate between the study group and the control group (»*=0.023, P>0.05). The follow-up results of the
research group showed that due to timely intervention and medical treatment, there were no patients with severe

deafness and the outcomes were satisfactory. Conclusion The application of the MDT model in the diagnosis

KA A X TALSHMEE(—M) A 8 (201950715059136)
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*BAZAEE P, E-mail : 1511059224@qq.com
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and treatment of hereditary deafness can improve the treatment process and satisfaction of patients. For both

husband and wife who are carriers can enter prenatal diagnosis, reduce the occurrence of severely deaf children,

benefit patients, and provide a new idea for the diagnosis and treatment of hereditary deafness.

[KEY WORDS]

and treatment
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Table 1 The related situations before and after the implementation of MDT mode
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Table 2 Comparison of gene mutation detection rates (n(%)]
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AR 3d.7d I IL-17 . TNF-o . Bax 2 T AR YL 4, Bel-2 I T RIS 41 (P<0.05) ; FET-# AR 4
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The relationship between serum IL-17, TNF-« and Bcel-2, Bax in severe craniocerebral

injury complicated with pulmonary infection and its combined detection value

ZHANG Renjing, HUANG Yanxia, DENG Yunxin, CHEN Dechang*

(Department of Critical Medicine, Ruijin Hospital Affiliated to Medical College of Shanghai Jiaotong
University , Shanghai, China, 201821)

[ABSTRACT] Objective To investigate the serum interleukin-17 (IL-17), tumor cell necrosis factor-
a (TNF-a) and B-lymphoma-2 protein (Bcl-2), B-lymphoma -2-related X protein (Bax) relationship and
combined detection value in patients with severe craniocerebral injury and pulmonary infection. Methods A
total of 115 patients with severe craniocerebral injury in Ruijin Hospital, Shanghai Jiaotong University School
of Medicine were selected and divided into the infected group (41 cases) and the non-infected group (74 cases)
according to whether they had pulmonary infection. The serum levels of IL-17, TNF-«, and serum levels of IL-
17, TNF-a, Bcl-2 and Bax were analyzed and compared between the two groups and patients with different
prognosis, and the prognostic value of each serum indicator combined was evaluated. Results Serum IL-17,
TNF-a and Bax in the infected group were higher than those in the uninfected group on the 3rd and 7th day of
admission, and Bcl-2 was lower than that of the non-infected group (P<0.05). The serum IL-17, TNF-a and
Bax of the deceased were higher than those of the survivors on the 3rd and 7th day of admission, and Bcl-2 was
lower than that of the survivors (P<0.05). Serum IL-17, TNF-«a are positively correlated with Bax, and
negatively correlated with Bcl-2 (P<0.05). The area under the curve (AUC) of serum IL-17, TNF-a, Bcl-2

and Bax combined to predict the prognosis of severe craniocerebral injury complicated with pulmonary

AR R LiETERR LARELETAHTFAL(2019-QN-04); LB K3 EF M EHEE KRR (20192Y22)
Wl LERBRFEFRMEHE ER TR ESH, L 201821
YEAEMEE  HE S, E-mail: ¢dc20816@163.com
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infection on the 7th day of admission (0.870) > IL-17 (0.808) > TNF-a (0.790) > Bax (0.775) > Bcl-2
(0.750), the sensitivity was 87.50%, and the specificity was 80.00%. Conclusion The levels of serum IL-17,

TNF-a, Bax, and Bcl-2 are abnormally expressed in patients with severe brain injury and pulmonary infection.

The combined detection is expected to be an effective prognostic method for the prognosis of severe traumatic

brain injury combined with pulmonary infection.
[KEY WORDS]
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Table 5 ROC analysis results
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VAR RE S IO K 9t ki 240 WL 453403 , 355 2 Bt K e L O I
Uy O ) U S T E I RORE , TR AL T UGS o

Bax 5 Bel-2 HA & BE RN M, HoKSE T & mT
FE0 Bel-2 7, H. 34 He ke s v s 40 i %) 94
T B A X HUAIE AT AT AT EE G 4540 5
Jili A IR H o A BE 5 3 d 7 d L Bax = T 8 E 1
i 45405 A T G FR A, Bel-2 1K T T F5 A 4 45 A SR
e E , ABESE 3 d. 7 d IV Bax K EAEALT- &
H 2 IR, Bel-2 KPR SE T R h R IR &R, ]
fit 5 Bax 7K FFH i . Bel-2 7K S Rk 235 | i 240 i
T NS & JRA . SRIMTABESE 7 d LT Bel-2 .,
Bax T 1) 7 A fii A 453 49 75 I Bl 30 Sk e 10/ ) e S
J& $41<80.00% , 7T U, 79 5 Rty S0 ¢ (B R A o

AR FE S — 2543 M & B, M3 TL-17 , TNF-«
5 Bax f7 £ IE M KM, 5 Bel-2 7778 A 6, 78
Ay Ui IL-17 .\ TNF-« 7] 55 Bax & ¥ W[5 4 1] , 44
SER A E AL, I ) R i A5 475 G M S ke e
JE o AR ST SR B A T A 0 & B, ABESE 7 d
MLY% TL-17 , TNF-a . Bax . Bel-2 B A X 55 A fig #61
195 65 I it 505 JE e T 118 0 0 A 52 2 v 38 80.00%

Zg B Al I IL-17 \ TNF-a . Bax . Bcl-2 7K
T RE PO A5 A O il R g R A R 2 R R
I, DU I A A AR Sk B E PR 5495 A I il S Je%
LT 5 1A SO B

Sk

(1] WSS . 1CU S 70 5 158 43 I 11 A DS g 1 8 s S e o o5
K H g Z e [T, H EBAR 28 T, 2019,13(16) -
29-30. (F#E8157)
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G X 41w fe 7 HPV e B DG I 3 4Br
LR KK B

(# ZE] B& ovrdbatiindM X e B AL E (HPV) YR M ER N R . Ak ik
I2017 47 1 7 % 2018 4F 12 A #A B 2E A6 5 38 M X I g AR A Bet 15 S50 i A8 A A i) RE B 5 974 i) 3l i
[B) &84 HPV Kl R S 20 M 2= K 25 (TCT) , 4307 i S 28 HPV AR GL 3 B e Y, DL ARG fE R R 2R
R MK AR G A HPV R YR N 27.75% , 3 B 5L K AL 5 5 HPV16.,18.31.33.39.58 &I,
2 TCT Kt & 80, YL i fE A HPV |, B S A8 9 & AR R T AR B R R HPV 3 . Rit<35 % WIh &
PIFEE R FEEWA<3 000 70/ 7 KA FHEY) A WK s R AR =2 4> A e 24 i
AEIFAR S PG DR B B s B, B B M ) HPV AHESR 5 T AR A X S Ol
& I I A A G405 L(P<0.05) . 222 % Logistic AT, 4RI3<35 % W1h M DL F 2 0 B 1R E
DARAT B RS s B i fe ) HPV T S B LR (P<0.05) . 4618 dbnt i@ X i AR hAFEiR<35
& P R UL 2 E R LA BIE R s 2 T G R S A HPV , A B ST A v o 5 | e A

(ki) SEA HPV,; B, JHUE; LhBE £

Analysis of infection rate and related factors of high-risk HPV among women in Tong-
zhou district

MA Junfeng, ZHANG Ran, JIAO Mingyuan'*

(Clinical Lanoratory , Tongzhou Maternal and Child Health Hospital of Beijing , Beijing, China, 101100)

[ABSTRACT] Objective To analyze the infection rate and related risk factors of high-risk human
papillomavirus (HPV) in Tongzhou District, Beijing. Methods 5974 volunteers with cervical lesions screen-
ing were selected from January 2017 to December 2018 in Tongzhou Maternal and Child Health Hospital of
Beijing, and surveyed with questionnaire, HPV examination and thinprep cytology test (TCT). The infection
rate, subtype distribution and risk factors of high-risk HPV infection were analyzed. Results The infection
rate of high-risk HPV among women in Tongzhou District was 27.75%, and the main genotypes were HPV16,
18, 31, 33, 39, and 58. The possibility of cervical lesions in high-risk HPV positive patients is much higher
than that in high-risk HPV negative patients by TCT. People with age < 35 years old, education level of junior
middle school and below, family income <3 000 yua /month, long-term consumption of spicy food, history of
smoking and drinking, number of sexual partners = 2, non use of contraceptives, history of cervical surgery,
vaginal infection, and genital infection of sexual partners were more likely to be infected with high-risk HPV
than those without these conditions. There were significant differences between them (P<0.05). Multivariate lo-
gistic regression analysis showed that age < 35 years old, education level in junior middle school and below
and a history of vaginal infection were independent risk factors for high-risk HPV infection (P<0.05). Conclu-
sion Among women in Tongzhou District, Beijing, those aged < 35 years old, educated in junior middle
school or below and with a history of vaginal infection are more likely to be infected with high-risk HPV, and
attention should be paid to cervical cancer screening.

[KEY WORDS] High risk human papillomavirus ; Infection rate; Cervical cancer; Risk factors

KA R AR Tad N RAEE T 2 A+ R (KJ2017CX071)
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B BV A VR AR TR UL A R, R R
R TR, B84 E AR, &
FE] B S0 B AR T R 0 13 7 22 N, 24 o 1 e 3
SeeBT R B  1/4, S5 HE 2 R R IR I e e e
P BRI i B SR R R TS AR 07 A 6 T AR AIG
RN FE RN A Tl B SR I R L

2 TAE 5T 40 52, N FL Sk R 9% 9% 7 (Human
papillomavirus , HPV ) 5 &/ £ i 5 A 2 BK R 2
H A2 & B HPV 25 2545 200 Fifr | e rpn] g e
AEFHIE 2 40 B HPV 2 ARG B RN S A 2, B2
NAL ZFh HPV 5E KA IG5 R 3 22 520 BRI
B UIFHOC , o S R 32 55 B SO i A8 B B
YIAISEM s 3 JUARA 23004 %) o [ £t HPV J8 e
FRFFE " —2A A, HPV 16.58.52.18.33 A A
B LAY AL, ot HPV 16 55 WL ) ek e
o], HAB R SIAEAN [ N R B 20 A A — 2 25 5

HPV 34T 23R e FE PR 50 8 0 A A3 ek 22
o AW RN, T EEL HPV IR 16.1% ",
JE 5T 2015 4B —THRE Won , EEH 12 Lotk
EET HPV SRS 37.4% , JBRYL iR ATE R L IR
YCh 587 (10.5%) 1654 (9.2%) .52 74 (8.2%) "',

ARG AT A H X T 5 /6 HPV B GL 2 )k
YA, DU RRGE AR OCSE IS R AR IX 2o ey
SRR S AT A S B B S AR

1 wRBEHESTE

1.1 X4

AWFFE RS 2017 4F 1 H & 2018 4F 12 H 1]
A T DX 2 £ i e 2 A2 SR e AR A
N2 6 103 ], F- B4R IE hy (38.72+12.35)
%o Ho 5 974 45132305 1) a6 A 5L 4, -1
RIS N (30.87£10.32) % o A AR : O H B E
I [F 3545 ; QHPV 2 BRI LA K2 TCT #4176 4% B
AT s QTCE S L B VIBR S & HPV R iR YT
@ — AR, AN A
S @TCHEIRIG B B G e | R Y
5o HEBRBRHE : O ] 758} 58 3 FEAR T 85% ;@ )
23 RS AR TG IA L A e E RO
T EVIBR S (HPV B YGI7  WFR AR G465 o
AR ABEACHEZE 51 SR &
1.2 Wk
121 A&

WA GFREN R TR RS RE S5 28 F

FRRE G BE NI AR 2T 5% WA s R
PEA 1 S R A5 A B2 At M AR A ik
ATEARS) oy W B B A IR s IR
PEPEAR A B SR o B S0 S AL S
1.2.2  HPV FIWE 5 20 fif 7 A5 £ (thinprep cytology
test, TCT)

OFRARAE : TR AR T8 5 31 1
e B SR TR RN RS 3~5 T8,
BE S TN A AR AR B RAEE N 47 R
A ACKARAE . @HPV DNA 421 # Rt &
PRI 52T o BN AR AF I 1 000 pl T
L R 13 000 t/min, 250242 10 cm, &
L 5 mine FEd_EIEWE, FUET A 1000 pL A=
FEER K, PR IR 2T, 55 13 000 r/min, #0248 10
cm, .0 5 min, 545 . TUWETHA 100 pL 24
fif W, PR 1R 2T, 100CTHI#A 10 min, 7% 3 13 000 1/
min, 550242 10 ecm, B0 10 min, EiE R B A HEE
SEM IR . GHPV %)t PCR § 18 s #4 IR 57 £ i
W5 L& PCR SN R AW P LA 1 SN IR A o
O PCRALHHE T 4G, SCU0 = i A 1) HPV JE [R5 7Y
A 15 Fh= G2 HPV-DNA:16.18.31.33.35.39.45,
51.52.56.58.59.66.68.82 % , F1 2 Fi K /&% HPV-
DNA:6+11 B Tl ) . WERHETR I,
M R TR R B JE B R R
1.3 L5
1.3.1  HPV K

R 50 M B A5, Ce <38 w45 S FH
P, 38<Ct A <40 T AT K, b 2/ 1 IR Ct{H
<40 J4GEFBRE , Ct =40 R HIHE:,

1.3.2  E IR BN A A

R 4 B 20040 it 2F DU 5E 7 3K 4 15 &R 42 (The
Bethesda system, TBS) (2001 & 17 Ji) """ #E47 [ iE
M2 o2 WL 1, K Ok AAE S F S B
P 1 QO H 7 S FHM:

1.4 Giite#ab

K HH SPSS 26.0 Gei MR- T ot 2E b 1 1
BRI (%) Fom , RI-R RS ; 2 R R0k
Logistic [FIF4M7; LA P<0.05 NZERA G2 X,

2 #R

2.1 HPV 438K 45
2.1.1 A[6 HPV R GLR
5 974 ] 3Z ik #F R HPV & 4 024 i
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@ NILM : T I 12 P 28 sl B P i 2
(No intraepithelial lesions or malignant lesions )
ASC-US : A WAy 8 S A A BB R 1 1 4 g
( Atypical Squamous Cells of Undetermined Significance )
_ASC
(Atypical Squamous Cells )
ASC-H: Al SR BIRIR - Bz 40 M- ASBR SMBEAR L 1 049 e JIE 9 728
(Atypical Squamous Cells cannot exclude HSIL )

HPV ke
LSIL &

7 (Low grade Squamous Intraepithelial Lesion )

{ CIN T« B30 1 PRI T 9

(Cervical intraepithelial neoplasia )

L HSIL : B0IR 1 2 P9 5 0 25 (CIN 2L B 25 o 56 b S 00 2 )
(High grade Squamous Intraepithelial Lesion )

(DAGC-US : A S AL R 240 57
(Atypical Glandular Cells of Undetermined Significance )

B 1 4&k#E TBS #HITHIFREMMFE S

Figure 1 Vaginal cytological classification according to TBS

(67.36%) ,J&%YL HPV 2 1 950 141(32.64% ) , Hirf1 1 658
] (27.75% ) 32 X 35 4 5 16 A HPV & 4 | 202 f3i]
(4.89% ) AR MARSE I HPV JBge A 202 3283
SRRV, HAERY R = AL S HPV6,
HPV18 HPV31 HPV33 HPV39 HPV58, L1,

R 1 HPV IR HFR
Table 1 Detection of HPV subtypes

4 5] A FHMEAEL n (% ) TG (%)

R fE ) HPV16 702(42.34) 11.75
HPV18 484(29.19) 8.10

HPV31 164(9.89) 2.75

HPV33 101(6.09) 1.69

HPV58 50(3.02) 0.84

HPV39 39(2.35) 0.65

HPV51 30(1.81) 0.50

HPV56 27(1.63) 0.45

HPV66 19(1.15) 0.32

HPV59 14.(0.84) 0.23

HPV68 8(0.48) 0.13

HPV52 7(0.42) 0.12

HPV35 5(0.30) 0.08

HPV82 4(0.24) 0.07

HPV45 4(0.24) 0.07

A1t 1 658(100.00) 27.75

A& 253 HPV6+11 292(100.00) 4.89

2.1.2  EfE R HPV BYLHH 56 R 2 My

2.1.2.1 EfEH HPV RS TCT 2 Wi &S R n A ¢
P 2 TCT K4, 1 658 i & f& 5 HPV fHIE & o,
78.11%1Z2 Wi TG b Kz PR 722 BOE P A2 (NILM) |
M 4 221 ] & f& % HPV M % P, X — Hfil 56
97.80% , P41 \BENILM 45 3R L8, 2 7 A i it2#
B (P<0.05) ., 5 fEA HPV FEYER b, A i R
RGN S5 (ASC, B4 ASC-US fil ASC-H) i) & 4=
FN 15.02% , AR E R AR EE 95 22 (LSIL) 1Y & A=
FR 4.22% , WEIR T K v R AE (HSIL) 1Y & A=
FH 2.65% , 7 T fE R HPV [ 8 1.90% |

0.19% .0.12% , " 240 N\ B ASC .LSIL \HSIL [ & 4=
R, ZR A5 2#E L (P<0.05), ILFk2,

R2 BREEHPVERS TCTISHILERMMERME (%) ]
Table 2 Relativity of high risk HPV and TCT diagnosis

(n(%)]
= fa A HPV 25 11 NILM Aics'g_sH*” LSIL HSIL

FIEEIHPV(+) 1295(78.11) 249(15.02) 70(4.22) 44(2.65)

FEIEEIHPV(-) 4221(97.80) 82(1.90) 8(0.19) 5(0.12)
pal 656.226 393.859  151.464 94.845
PH 0.000 0.000 0.000  0.000

2.1.2.2 EfEH HPV RGN R 0T ARl <
35 % () A RE = G 8 HPV AL R B I i TAR IR >
355 NBE, WAL ZEZRAG T E L (P<
0.05) . ZHH BB N R & T2 8 5
M HE, A L 25 S A g2 5 L(P<0.05) . Fifi
B R BENA I =, = HPV 1 2
BHERAR R E, A ER B G FRE L (P<
0.05) . KIIEFHEY AWMU L MRS
=2 TR A TR S R
DL SRR A A B A i e s i AR TR e S Y
HPV ML & TARAEAE IR SEE L A L 2
BG4 L (P<0.05), WL#3.
2123 =fERHPV YL £ H & Logistic [543
Br o Bk 2 S A G E L(P<0.05) IR L 1E
hy B AR T 2 &K Logistic [F1IH 8. 2458
INLAERY<35 8 WP AT 2B E R, LUK Y
JE Y IR R G R HPV R Y (9 0 37 fa e B &R (P<
0.05), W4,
3 iTig

B SR 2 AR IR [ Lot R e R A R
B AR 22— BARIZWRRANA GRS T HAl
REZBOENEMIR 5 5 AR H A R BRI IR
1 AR R T TR SR &
AR JR S — A Hh it AR B B AR R AR 1 AR e AR 1Y
TR A, DRI v 200 i 8 1) i A 3
REALG 'y 2008 72 A XU ELAT SR B BB AN

O A £ 5 SCHRIRGE , HPV B IR 4T 58 S L P )
Aoy A I 25 5. 6T 2015 4R — 5
38 W, AR 12802 1otk R E T HPV By R
R 37.4% , 1B YL 1 P 3 AL B AR IR R 58 Y
(10.5%) .16 % (9.2%) .52 %1 (8.2%)", IWAKEFH
57 HY HPV B YL RN 18.90% , T2 B A BRI Ny
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®3 BEEHPYBEMERERSWH (n(%)]
Table 3  Analysis of risk factors of high risk HPV infection
[n(%) ]

F4 BREBHPV BFEM S EE Logistic BT
Table 4 Multivariate logistic regression analysis of high risk
HPV infection

SGiitfatrordl BER ) ®mEHPV(+) 2 PIE
AR
<35 % 3259 1219(37.40) 333.077 0.000
>35 % 21715 439(16.17)
[k
™ 4492 1233(27.45)  0.839 0.360
HoAl 1482 425(28.68)
FEBE
| a=a) 3427 025(26.99)  2.328 0.127
S (AL LLAM) 2 547 733(28.78)
ZHEBE
L 2 263 467(20.64)  92.035 0.000
R LT 3711 1191(32.09)
g NI
>8 000 JC/H 1847 457(24.74)  25.757 0.000
3 000~8 000 JG/H 2589 702(27.11)
<3 000 JG/H 1538 499(32.44.)
KWIEFaay
H 2738 1141(41.67) 488.405 0.000
¥ 3236 517(15.98)
W2 S st
H 982 302(30.75) 5275 0.024
" 4992 1356(27.16)
elild
H 1 604 597(37.22)  97.988 0.000
T 4370 1061(24.28)
WV A 1 AR 1
<22 % 1582 469(29.65)  5.097 0.078
22 % ~25 % 312 93(29.81)
>25 4% 4080 1 096(26.86)
HEER R
14 3 830 973(25.40)  29.365 0.000
=24 2 144 685(31.95)
T Pk 2 4 it
H 3 920 082(25.05)  41.531 0.000
¥ 2 054 676(32.91)
0 1851 513(27.71)  0.407 0.816
1k 2492 701(28.13)
=21 1631 444(27.22)
BT AP
H 799 281(35.17)  25.295 0.000
I 5175 1377(26.61)
R R e s
H 2105 742(35.25) 91079 0.000
o 3 869 916(23.68)
B U R AL
el 276 68(24.64.) 1.401  0.237
pn 5698 1 590(27.90)

PEFEAR A FE AR e

_H_

1387 491(35.40)  52.675 0.000
4587 1167(25.44)

of o

— 11/ NN 95% CI
SRSy zH bRl wald{§ P(H OR{H m—
AR -0.599  0.150  15.880 0.000 0.549 0.4090.738
HERRE -2.968 0.169 308.4490.000 0.051 0.0370.072
FEEANA 0281 0276  1.040 0.308 1.325 0.7722.274
;ggw 38.042 1475.090 0.001 0.979 3.32x10" 0.000
W2 AR -0.341 2902.432 0.000 1.000 0.711 0.000
el -3.143 25 167.799 0.000 1.000 0.043 0.000
PEFRERE 17.669 1153.560 0.000 0.988 4.71X10° 0.000
b2zt iy -15.103 1 153.560 0.000 0.990 0.000 0.000

BHTARL  -18.876 2696.195 0.000 0.994 0.000 0.000
B 0.819  0.093  77.952 0.000 2269 1.8922.721
PR b

Jie th 4.282 25054.661 0.000 1.000 72.355 0.000

e “=" FR 95%CT OR {HI%A FFR,

16.52.58.18 .31 "™ Hil A ERTi2#is &t
HPV J& YL Ny 32.75% , Horh 16 .58 .52.53 4l 3
FE PR RS R FE AR O Y )1 A R — T 5T
7 HPV (R YL 30 17.27% , 8 180 5 5 22 FRAR TR
JE 52,1658 A, M 5T BT S HGE A
AR T2 L R HPV SR YL R R 22.45%,
PL16.52.58 .56 FE R ALK 5

AWEFE T, B R HPV [BYeRA 27.75% , HEA T
AV R PR 583 31 F& HPV16,18 .31 .33 .39 .58 %l
HPV B e 2 T Jak e () Hfe $4 L DR 8 00 bl 22
A S AL o R A 50 LA R 8 N\ T A 2 A ) 22 5
A, 38 AT BE-5 AN [R] M XN TRE 0 o it A% e o AR
L RN PR SR EA K, F, 75
¥ & [ ™= HPV % H B, % 1& 21 B A5 AH#F 1 HPV
PR3 R A7 1 S P bt 1 528 B AR

LIS EUFSE, AR HPV 8L 51, HESum fE
JIARTE , & fE B B HPV By £ 2 52 i Lot AR
At g, BRI SE Y RO BN TR S R
KRR R R & i 7 HPV & — A E W &
BEHN R, AR BRI E R HPV &,
B U AR 1) R AR TR SRR HPV &

ARIFFEINRATFMR<35 % W DL R 2 B e
PR BRI R b R Y S A TR HPV ST a6 R
R (P<0.05). <35 % et md e Ry 59175
TR B MEPEIER T E AN R T A K P
DI 2B P AR, % HPV Bl = —E A,
DS WEET TR N A i U e e 78 3 = v ol i
JERH S NE, B N BRI PR S E B IR
SECES R A2, ) HPV B B A A S
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ZE b ARSI e M A B T N X PR AT
LS fE T HPV ARG L, BT T AR b IX £ iy A 2
HPV B 7 F I TR A FORHE A X Loy
U B SR R RN A 2 K AR S AR
P, I AR E A Ot HR AL X)) 8 WS e
R HPV R A0 AL T A 250iE s
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Diagnostic value of combined detection of three tumor markers and urine p -

hydroxyphenylalanine in breast cancer

CAO Lili', SHEN Xin', HU Yang®, LI Wanbing', YU Fan'*

(1. Health Management Center, National Medicine Gezhouba Central Hospital, Third Clinical Medical College

of China Three Gorges University, Yichang, Hubei, China, 443002; 2. Department of Pain Rehabilitation,
Sinopharm Gezhouba Central Hospital, the Third Clinical Medical College of Three Gorges University,
Yichang, Hubei, China, 443002)

[ABSTRACT] Objective To investigate the diagnostic value of combined detection of three tumor

markers [carcinoembryonic antigen (CEA) , carbohydrate antigen 125 (CA125) , carbohydrate antigen 199

(CA199) ] and urine p-hydroxyphenylalanine in breast cancer. Methods  Fifty breast cancer patients from the

Health Management Center of Sinopharm Gezhouba Central Hospital were selected as the malignant group, 50
patients with benign breast lesions during the same period were selected as the benign group, and 50 healthy
subjects were selected as the healthy group. The serum CEA, CA125, CA199 and urine p-hydroxyphenylalanine
of the three groups were compared, and the value of each index alone and in combination in the diagnosis of
breast cancer was analyzed. Results Comparison of serum CEA, CAl25, CA199 levels and urine positive

expression rate of p-hydroxyphenylalanine: malignant group > benign group > healthy group, the difference was

statistically significant (F=379.735, 274.436, 345.114, P<0.05). Serum CEA, CA125, CA199 were positively
correlated with urine p-hydroxyphenylalanine (P<0.05). The AUC of serum CEA, CA125, CA199 and urine
p-hydroxyphenylalanine for the combined diagnosis of breast cancer was 0.902 (95%CI: 0.843—0.945) , which

was significantly higher than that of each indicator alone. Serum CEA, CAl125, CAl199, and urine p -

PRA KA 3 A 3CF T AT R A (B2017020)

Ve i Zak KEH ZEARESRE D SZMNM P B REZ P o, 3, &8 443002
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*AAEAE S A F, F-mail : suhu19751023@163.com



BT EWi SR el 20224E5 4 45144 4558 T Mol Diagn Ther, May 2022, Vol. 14 No. 5 - 817 -

hydroxyphenylalanine were significantly correlated with tumor diameter, degree of differentiation, clinical

stage, and axillary lymph node metastasis (P<0.05). Conclusion The combined detection of serum CEA,

CA125, CA199 and urine p-hydroxyphenylalanine can be used as an important way for clinical diagnosis of

breast cancer and is closely related to a variety of pathological features, which is helpful for clinical assessment

of disease progression.
[KEY WORDS]
Urine p-hydroxyphenylalanine
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(Carbohydrate antigen 199, CA199) 7£ | Iif J5 15
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2.1 AL IME R AR KT

=4 1fl & CEA.CA125,CA199 /K 5% « %
PEA>REPEA>ERA, 22 7 A 5 2% X (P<
0.05). WLFE1,

R 3HEMBFMBEIREAKFELE (v2s5)
Table 1 Comparison of serum tumor marker levels in the

three groups (x+s)

20 n  CEA(pg/L) CA125(U/mL) CA199(U/mL)
MR 50 12.06+3.41°  50.89£14.62°  55.69+15.66"
R4 50 2.68+0.62° 16.03+4.27* 14.21+4.18°
R4 50 2.13+0.54 13.14+3.05 10.43+3.37

FAi 379.735 274.436 345.114

P1E <0.001 <0.001 <0.001

TE: SR LA, 'P<0.05 5 5 R4 L, P<0.05.,
2.2 RIS FRILR NG IR IR 1

M 2] PRV R IR TN AR B R T Bk
ol MR, ZRASITAE X (P<0.05). L2,
R2 ZHRABANEEFAEBRIELBRILE (n(%) ]

Table 2 Comparison of urinary p-hydroxyphenylalanine

expression in the three groups [n(%) ]

Ml n Bk 55 PP PHME SEPHYE  EBHPER
SEPELL 50 4(8.00)  6(12.00) 21(42.00) 19(38.00) 46(92.00)
KPELL 50 38(76.00) 10(20.00) 2(4.00)  0(0.00) 12(24.00)
AL 50 42(84.00) 8(16.00) 0(0.00) 0(0.00) 8(16.00)
71a 70.779
P1H <0.001

2.3 B R 5 IRIBO AR TN 2 AR G

Spearman A 5¢ £ 43 #7 , 1L 7§ CEA . CA125,
CA199 5 JR R T2 HE AR N & IR (W - B k=1, 55
PH =2, FHM:=3, 5% [H P =4) &2 1F 1 3¢ (P<0.05) .
LI 1,

20 [ =0.744 1001 r=0.838 801 =016
% 15 | P<0.05 H SE 80 P<0.05 20 P<0.05 .
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Figure 1 Correlation between serum tumor markers and

urine p-hydroxyphenylalanine
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W7 L Mg 9 1) AUC 2H 0.902 (95% CI : 0.843~0.945) ,
KFBIEhREAMIZ K (P<0.05), L33 F 2,

F3 MEMEREY . RESEERR BRI L IRERN
LHNE
Table 3 Diagnostic value of serum tumor markers and urine

p—hydroxyphenylalanine in breast cancer

U R

LN AUC  95% CI %) (%) PH
CEA 0.794 0.720~0.856 70.00 85.00 <0.001
CA125 0.741 0.664~0.809 88.00 49.00 <0.001
CA199 0.796 0.721~0.862 72.00 82.00 <0.001
PRIGEXT R FLOR N E R 0.860 0.794~0.911 92.00 80.00 <0.001
JiF s 0.902 0.843~0.945 96.00 71.00 <0.001
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Table 4 Relationship between serum tumor markers, urine p-hydroxyphenylalanine and pathological characteristics of breast cancer

PR RSN AR A

T SN
I FVRRAIE n CEA (pg/L) CA125(U/mL) CA199(U/mL) o e BT T
JibgRE B A
<2cm 15 9.53+2.65 38.69+10.02 42.75+12.36 3(20.00) 5(33.33) 5(33.33) 2(13.33)
>2 cm 35 13.14+3.26 56.12+12.75 61.24+15.09 1(2.86) 1(2.86) 16(45.71) 17(48.57)
th 3.780 4.700 4.176 3.218
P{H <0.001 <0.001 <0.001 0.001
Gy oAl
Luminal A %! 22 11.94+3.05 50.55+13.06 55.24+14.17 2(9.09)  3(13.64) 8(36.36)  9(40.91)
Luminal B %! 15 12.11+2.86 51.22+12.74 55.89+13.55 1(6.67)  2(13.33) 7(46.67) 5(33.33)
At 78 13 12.21+3.14 51.08+13.39 56.22+14.06 1(7.69) 1(7.69)  6(46.15) 5(38.46)
Fluft 0.036 0.014 0.022 0.090
P{a 0.965 0.987 0.978 0.993
I PR 43 19
I~ 20 8.75+2.15 36.24+10.23 40.81+12.46 4(20.00)  4(20.00) 10(50.00) 2(10.00)
M~V 30 14.27+3.39 60.66+14.50 65.61%15.19 0(0.00) 2(6.67)  11(36.67) 17(56.67)
thufl 6.456 6.518 6.062 3.560
P1H <0.001 <0.001 <0.001 <0.001
AR
LR 32 10.12+2.34 40.77+11.26 44.67+11.85 4(12.50)  5(15.63) 16(50.00) 7(21.88)
1k 18 15.51+3.09 68.88+14.18 75.28+14.63 0(0.00) 1(5.56)  5(27.78)  12(66.67)
thu 6.956 7.711 8.052 2.970
P <0.001 <0.001 <0.001 0.003
e ik L 25 5 75
Jc 34 9.62+2.15 41.68+9.83 45.87+12.03 4(11.76)  6(17.65) 19(55.88) 5(14.71)
H 16 17.25+3.37 70.46+13.67 76.56+15.17 0(0.00) 00(0.00)  2(1250) 14(87.50)
thu 4 9.704 8.497 7.732 4.369
P{H <0.001 <0.001 <0.001 <0.001
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[1] Taurin S, Alkhalifa H. Breast cancers, mammary stem cells,
and cancer stem cells, characteristics, and hypotheses [J].
Neoplasia, 2020,22(12) :663-678.
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CRP.PCT £ iMAE b bR #& &5 A ARG 4k % & Gerb il

EE L i Te 4L

[(# ZE] B/ W5 C-INE H (CRP) (F#45 R 5 (PCT ) K 75 L IR 6 45 40 AR S5 4k 2 B 1)
IR A X o Fik  HE 2018 4F 11 A & 2020 4= 11 H 8l /K F| 2 b £ 8] vpols 12 g 83 1) b IR % 25 47 AR
Ji B M ARG A Todk K R Ge or A IR A (n=10) FIARJEG A (n=73) . LB A G CRP . PCT /K ;
A3 MR PR % 25 A R 5 Ak ke BRL 1 fa I R 2 5 23l ROC T2, 43 BT CRP (PCT il %t I PR I& 25 A AR S5
Yk BRI TN SRR . 5 R BRYL4] CRP\PCT /K P TR B, 22 7 A G4 L (P<0.05), B
K DR S B R SRS 45 A KN T REHE]  CRP . PCT My 541 [ JR 6 45 4 AR5 2k & g (4 B R 2
(P<0.05), BERUKCE) MERB L CH) BESIRECH) 454 K/N(=5 cm) . FABHE] (=60 min) .CRP
(>8 mg/L) \PCT (>0.05 ng/mL) > {3 A5 4k K B YL 11 fa 5 Rl R (P<0.05) . ROC [l k7= : CRP . PCT It &
R I PR B 45 A ARG 4k & B GR AUC 2 0.928, B 0.917, K8 57 8 0.945(P<0.05) . 45ik IR
45 A ARG CRP \PCT BeA R NA By T RIS Wi A S5 4k & By, Wl R TAE R T8 L E K,

[X#iR] LREEE A dkkIRYy; CRP; PCT

Clinical significance of CRP and PCT detection in secondary infection after the surgery
for upper urinary tract calculi

TANG Zhongshan" , YANG Kun, WANG lJinlei

(Department of Urology Surgery, Yellow River Central Hospital of Yellow River Water Conservancy Commis-
sion, Zhengzhou, Henan, China, 450003 )

[ABSTRACT] Objective To study the clinical significance of C-reactive protein (CRP) and procalci-
tonin (PCT) detection in secondary infections after the surgery for upper urinary tract calculi. Methods The
clinical data of patients after the surgery with upper urinary calculi in the Yellow River Central Hospital of the
Yellow River Conservancy Commission from November 2018 to November 2020 were collected. According to
the presence or absence of secondary infection after operation in the clinical data, patients were divided into
the infected group (n=10) and the non-infected group (n=73). The postoperative CRP and PCT levels of pa-
tients in the two groups were compared. The risk factors of secondary infection after upper urinary calculi were
analyzed. The ROC curve was drawn to analyze the efficacy of CRP and PCT in predicting the secondary infec-
tions after upper urinary calculi. Results The levels of CRP and PCT in the infected group were significantly
higher than those in the non-infected group, and the difference was statistically significant (P<0.05). Hydrone-
phrosis, history of diabetes, indwelling urinary catheter, stone size, operation time, CRP, PCT were the sin-
gle factors that affecting the secondary infections after upper urinary calculi (P<0.05). Hydronephrosis (yes) ,
history of diabetes (yes), indwelling catheter (yes) , stone size (=5 cm), operation time (= 60 min), CRP
(>8 mg/L), PCT (> 0.05 ng/ml) were risk factors for postoperative infection of patients (P<0.05). The ROC
curve showed that the combined detection AUC was 0.928, the sensitivity was 0.917 and the specificity was
0.945 (P<0.05). Conclusion Combined detection of CRP and PCT after upper urinary calculi can help early
diagnosis of postoperative secondary infections, which is of great significance to clinical work.

[KEY WORDS] Upper urinary tract calculi; Secondary infection; CRP; PCT
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PR i 25 A7 2 i R L UL i W DR AR5 i 2
—, H FIRBEES A W% IR R G LA
33%~54%"" o WEAE NATETG/E B R BUE , 4R
PR KRB AT Lk L TRtk AR
JE P B 40 I PR A5 2 b PR B A5 A e R I
PRAEAR >0 X T2 0 B A B B BB TT , 45 W) 2™
SR B3 ) IE 5 A2 0 W RS RN AR K
e HAT, IR L IR B 45 A 1) 2RI
RN FARIRYT AR A b R AR ik 1) A P A
), 32 50 B0y 1 RN S I SR R S RS AN U
B n Rk KRGy I 2 LB EIR
SEIT A, fi BB L, R, R I BB Ak A I
Pedb AT WD 5 A B A 0 Bl I E R AR
HIANKT & R, A IR 2B, s C- b & [ (C-reac-
tive protein, CRP) } [# %% % Jf (Procalcitonin,, PCT)
REMS A AU AT LA 75t BB GLE ™ , AR S %2
¢ CRP \PCT I 7E I IR 45 A AR S5 4k & e vh
HIIG IR X, B 76 LIRSS A ARG gk & B GL 12
ST TAERE S B s i h

1 ABESHE

1.1 — R

W gk 2018 4F 11 A & 2020 4F 11 H 8] K F| 2%
TS B UL BEBE 83 1] IR EE A ARG A . A
ABRHE : O¥IFF 658 JURCIM RN ) 1 IR B 45
FISWIARIE™ s i1 PR R I RN SR A A
LEEBTICH s QIR TR SR TR 233 s @] it
ZFARHIETFAREEZIE ; OATTIC )l 4 B sk
Yoo HEBR R AE - OAFAE™ 500 JIE B 05 5l i oy g 9
Wi, ToIk T 32 FARE s Q6 I RGP B ) 6e
R s ONHAE R | bR R 2 45 At 5 | R I 95 119
PN s OREAENG H I, 585 I Ik s @i 7L A ak
IEIRII L s @ G I e Sy E B . AR I IR
OB R R S A oAk B (Can s 2T L B
JHeE o I ) | K =38 CARIE AR ) o R IR e 4 (n=
10) FIARSEYL L (n=73) . AWFFRLBE BE2E e PR
SettuiEE R, A2 2 B G R
1.2 Jiik

JIr A B FE R G AR T R s TR K AL 5 mL,
3 000 r/min &5.0> 10 min, W H [ )2 10075 & T EP /&
o, IFORAFTE 80 CURFR Al s FH S LU A
I CRP, 12450 & f At 5B 56 AR e A= )R AR A BR 2 W]
PEAE i FH SRS GG PCT ik & i) M T %

HEWEARBAR A BRA FIRAL . B H R4 A% 4 i
BLas AR B 2R AT, B Rl TAE N B
FHME EFRE Y . CRP>8 mg/L, PCT>0.05 ng/mL.
1.3 WEH5 R

Ll 352 JER g 2 A SR YL 41 8 35 R J5 CRP . PCT
R 45 5 5 43 A 52 b PR I 45 0 R S Ak R R 1Y
fab 2 220 32 1308 TAERRIE 26 (ROC) , 23 B7
CRP PCT A5 X |- FR % 235 47 A i 2k 2 S e 1 il
VINIERS
1.4 GiteFrik

K HI SPSS 22.0 Geit- AT ge it oA, 11 EsE
BHA (%) FR AT R, R TR (R £5) R,
1Tt K55 5 2R logistic [P U458 434 52 Wi L= PR % 25
ARG K B AT fE RS R 2R 5 SR FH ROC 4k 53
Ht CRP \PCT BKA KNS b PR I 25 41 A I 44k % Tk age
1 U A 18, 315 ROC il 2k T T AL (Area Under
Curve,AUC); Ll P<0.05 N2 53 BA G5 X,

2 #R

2.1 W4 ARG CRP.PCT /KF g
JEYL 4 CRP . PCT 3 A /KW I i T A & e
H, EZRWHEFIT2FE X (P<0.05), ILEIL,

F1 HBEBRAMKBRREBEARG CRP.PCTKE
(x£s)
Table 1 Comparison of postoperative CRP and PCT levels

between infection group and non infection group (x+s)

2H 5 n CRP(mg/L) PCT (ng/mL)
Y2 10 19.45+5.29 0.1920.03
ARG 73 4.78+2.46 0.0420.01
1l 14.933 32.368
P{H <0.001 <0.001

2.2 5UNA b PR BEEE AT AT Ak A R I B R R A
BRUK B L BB RIRE Aa RN T
AREF[A] \CRP \PCT A 5% M - IR % 25 A1 AR I 4k A &
Pery B F (P<0.05) , AR MR 52 ma 1 IR B 45
ARGk KB R R (P>0.05) . W3 2,
2.3 S PR AS AR 5 Ak A i m ST £ R A
Eei
logistic 7 145 K 7w B RUK CA) B IR 52
() BAERIRE CH) 454 K/ =5 cm) (FARES
[8] (=60 min) ,CRP(>8 mg/L) .PCT (>0.05 ng/mL)
A 5 ) R 45 A R T Ak R B ) A I R &R (P<
0.05), W33,
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®2 WMERBEAREHERBENERESH (2(%)]
Table 2 single factor analysis of secondary infection after

upper urinary calculi operation [n(%) ]

Y] SRR
A NS NS
M= (n=10) (n=73) XM P
ST <60 % 6(60.00) 53(72.60
i ¥ ( ) 53( ) 0.680 0.410
=60 ¥ 4(40.00) 20(27.40)
) L]
@il 5 8(80.00) 62(84.93) 1308 0.237
& 2(20.00) 11(15.07)
5 A 8(80.00) 22(30.14
HBUK A ( ) 2 ) 11.687 0.001
" 2(20.00) 61(83.56)
PR A H 6(60.00) 20(27.40) 1356 0.037
7o 4(40.00) 53(72.60)
] & 7(70.00) 19(26.03
HESRE Gl ( ) 19(2603) o 00c 0005
" 3(30.00) 54(73.97)
zk = 0.00) 21(28.
HA RN 5cm 8(80.00) 21(28.77) 10156 0.001
<5cm 2(20.00) 52(71.23)
NN =60 mi 5(50.00) 62(84.93
FARM min - 5(50.00) 62(8493) 000 009
<60 min  5(50.00) 11(15.07)
CRP >8mg/L.  7(70.00) 70(95.89)
8.791 0.003
<8mg/L  3(30.00) 3(4.11)

PCT >0.05 ng/mL 9(90.00) 19(26.03)
16.102 <0.001
<0.05 ng/mL 1(10.00) 55(75.34)

®3 PN ERBEARGHRBEROMIERERSH
Table 3 Analysis of independent risk factors for

postoperative infection of upper urinary tract calculi

AR ORMH  95%CI P{H

B RUK (A vs TE) 2.181 1.817~2.960 <0.001
BRI 52 (B vs T6) 2125 1.605~2.813 <0.001
AESRE (1 vs T0) 2.572  1.865~3.548 <0.001
2R /N=5 em vs <5 cm) 2330  1.778~3.054 <0.001
FARBE] (=60 min vs <60 min)  2.444  1.772~3.371 <0.001
CRP(>8 mg/L vs <8 mg/L) 2401 1.775~3.247 <0.001

PCT(>0.05 ng/mL vs <0.05 ng/mL) 2.565 1.896~3.468 <0.001

2.4 CRP.PCT B4 x} I R i 45 4 A J5 4k &
JERYL 1 T A1

ROC i 26 7 1 45 1 W7 - BB K I AUC
0.928, R N 0.917, 55 53 & 4 0.945 (P<0.05) .
W4 F 1,

3 it

bR A AR N R L — R By R B K
I BRI , 4 R0 BP0 s PR A e e R
ER A HEATANS " IR BRI T A RN
EIRESES A ST AR . MBIEA T ARA
A F ARG/ AR oy TR R, Bl
IRIZ A o HRTA S I RAE I K AR MELLSE 42
G, e LA R e B UL A T b
5 AL A PR R e B LA, 3 UM 5,
ES 0 A

&4 CRP.PCTEXAHMI EFREE SR ARFUE BEH
T E
Table 4 predictive value of combined detection of CRP and

PCT for secondary infection after upper urinary calculi operation

4%

soge P

TNFEAR Cut-off . RELSE F:5%E AUC  95% CI

CRP 25.12  0.898 0.886 0.838 0.748~0.928 0.783 <0.001
PCT 26.65 0.791 0.865 0.811 0.718~0.904 0.655<0.001
CRP+PCT  29.89  0.917 0.945 0.928 0.869~0.987 0.861 <0.001

Mg %
ﬁg%’zﬁ 23.69  0.895 0.889 0.954 0.739~0.957 0.783 <0.001

1.0
£ 5

—CRP
PCT
ZHIRE

e =77

0.8
=06
&

=
& 04

f
0.2

0 02 04 06 08 10
LA

El1 CRP.PCTRZEEKGHNN LRBEEARFHE
R AT B fh 2 B
Figure 1 curve of predictive value of CRP, PCT and their
combined detection for secondary infection after upper urinary

tract calculi operation

AH 6 SR 2 I R b 8 A 6 R 2R Gt S g
i b i R | DR 85 SR AR AE R 5 IR U I T
AR PRI A T Ay R I A 0 A R ik 2 X
akRIBEGIRIZMY . B E R, CRP &Y%
P 2 B 0 F AR AR, PCT 2 40 IR e 1
BAREW) , 76 bR B 25 0 R S5 it B R AT K P
FE bR I A K B8 A7 RCHI W fR R A R Ak
JRY S ORF R R SRR B E
CRP .PCT /K347 T Hedse, 45 1 s Sl e 4 j 3
) CRP ,PCT /K- i & 5 TR . &R A
RFERRYE HAUR SR LT, — e R AE A0 i R T
T3 40 e fin 35 1% CRP, [6] i PCT AE by [ 4 2%
A T A I, ML — B0 32 380 Ja e (o 2 A J B[] A
ST . MG 8%, CRP \PCT X F AR5 R
TG B YPEAR TR T RS WT SEAE AT
P LA E, 7 L AR 45 0 4k Kk TR A A
AT A X IR EE A A RS BRYT B S
SRR, AE—2HT CRP \PCT X I JR % 4%
2k & B (1 RO A A, AR SC 2l T ROC Hh 4Rtk AT
M, 45 5 B R CRP \PCT — FH A K AUC {1 5%
K, R R 5 B e, Ul B IE A AR AR Y
CRP . PCT /K V- Rt A S48 = 12 Wi (%) fERf B2, 7EXT
PR B4 A kR R S TE TAE R R T R AR
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NLR .PCT . PGE2 Hil il 4= ik HE A A F il B s v o L

EapdR' M JEBT O EZHRA!

(8 ZE] BB UrshZAS WD ARE i b vk -5 bkt 24018 B (NLR ) (545 % 5L (PCT) X Hif 81
Jit % E2(PGE2) X 4RI AR 35 A i B (B (. F73k 2B 2019 471 A &= 2021 4F 3 A
TEZ PR S N RS B A T AR T AR B B34 97 61, 43 5 T AR5 24,48 F1 72 h, 2R FH 1L 40 2 AT 304G
NLR, 5k G032 W B 50 46 0 PCT 1 PGE2 /K- S8R 97 Bl ARG & 2B Il ik g 21 f3i] (i 38 e e
41), KA LBk 21.65% ; Jili 0 ik Yl 20 0 0 fiti 38 JE Y 2 £ P o) AR 5 — RO L A 22 R RS T L
(P>0.05), JliFg/EkYe4] NLR \PCT 1 PGE2 /K F-7E AR J5 24,48 F1 72 h i K -2 L IC Il e e & i, 25 5+
BBt X (P<0.05), RJ5 24,48 F1 72 h NLR W7 AR J5 Il i 8 4 19 ROC 12 T T A4 51K 0.989
0.957 1 0.741 (P<0.05) ; AR J& 24,48 F1 72 h PCT | Wr R J5 Jili 58 /8% 44 1) ROC [l £ 181 £ 43 91l 4 0.962
0.981 1 0.953 (P<0.05) ; A i 24,48 F1 72 h PGE2 JH| Wi A J5 fili &8 J&k 2k i ROC #h 28 T 1 143 314 0.860
0.742 F10.610(P<0.05) . £5iE  2MRIE I F AA G Il e i35 4P 1l NLR \PCT .PGE2 Wi 7 F JC Hili

PR YL 3, T#U%ﬁﬁ)‘ﬂﬂiiﬁ@ JER Y AT — 2 I 1
[SESER] P Mok 20 ME 5 bk EL A (R RS 2050 ATSIAR R B2 RIRIETRTA s ARJS il ik g

Value of NLR, PCT and PGE2 in predicting pulmonary infection after abdominal
surgery under general anesthesia

WANG Ruijuan'*, YANG Yan’, JING Jianchuang’, WANG Xianli*

(1. Department of Anesthesiology, Anyang Sixth People’s Hospital, Anyang, Henan, China, 455000; 2
Department of Anesthesiology, Anyang District Hospital of Puyang City, Anyang, Henan, China, 455000; 3.
Department of Anesthesiology, Anyang People’s Hospital, Anyang, Henan, China, 455000; 4. Department of
Stomatology, Anyang Sixth People’s Hospital, Anyang, Henan, China, 455000)

[ABSTRACT] Objective To investigate the predictive value of dynamic monitoring of peripheral
blood neutrophils and lymphocyte ratio (NLR) , calcitonin (PCT) and prostaglandin E2 (PGE2) in the
postoperative pulmonary infection in patients undergoing general anesthesia abdominal surgery. Methods 97
patients who underwent general anesthesia abdominal operation in Anyang Sixth People ’ s Hospital from
January 2019 to March 2021 were selected, at 24h, 48h and 48h after operation, Blood cell analyzer was used
to detect NLR and enzyme-linked immunosorbent assay (ELISA) was used to detect PCT and PGE2 levels.
Results Among the 97 patients, 21 cases of pulmonary infection (pulmonary infection group) occurred after
surgery, and the incidence rate was 21.65%. There was no significant difference in gender and age between the
pulmonary infection group and the non pulmonary infection group (P>0.05). The levels of NLR, PCT and
PGE2 in the pulmonary infection group were lower than those without pulmonary infection at 24, 48 and 72 h

after surgery, the difference was statistically significant (P<0.05). The area under the ROC curve of NLR at
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24 h, 48 h and 72 h after operation in diagnosis of postoperative pulmonary infection were 0.989, 0.957 and
0.741 (P<0.05). The area under the ROC curve of PCT at 24 h, 48 h and 72 h after operation in diagnosis of
postoperative pulmonary infection were 0.962, 0.981 and 0.953 (P<0.05). The area under the ROC curve of
PGE2 at 24 h, 48 h and 72 h after operation in diagnosis of postoperative pulmonary infection were 0.860,
0.742 and 0.610 (P<0.05). Conclusion Peripheral blood NLR, PCT and PGE2 in patients with pulmonary
infection after general anesthesia abdominal operation are significantly higher than those without pulmonary
infection, which has a certain predictive value in the diagnosis of postoperative pulmonary infection.

[KEY WORDS]

anesthesia abdominal surgery ; Postoperative pulmonary infection

Neutrophil and lymphocyte ratio; Procalcitonin; Prostaglandin E2; General

JTFR AR AR W IR SR, Kok 1.2 Tk

AR FE B AR 2, AR A B AR BRSO ] AR
JEAR AR e RRART Bt B YL S5 4 1] g
UG, Horh TR 5 LA S s D e A
SRR R A B AL o MR A
BT o TR B AR TR G B, i ] fig
SRS TG R T AT RS A S M5
Py a2 IF 45T B R 0] ek B Y S
BABM = AR, FARE LA
T T Bl K Y ST FN, BT AR AT R, e D fig
ZAL, FrEk a4 R R M SRAE RN 5 AN R
AT AH G o bR EEL 0 e AR 2 ) G i A
rh PR 20 5 9K B 441 i EE 1 (Ratio of neutrophils to
lymphocytes, NLR ) 7] B sz B ALAA i G e iR s o
R4 2 Ji (Procalcitonin, PCT ) J2: J WAL 1A 41 7 Jak e
) B S bR 0. i 81 iR R E2 (Prostaglandin E2,
PGE2) A5 & ARAE , 7 | AL B 40 1 A7 38 a5 38 hn , in &
JRIFRARARE SN o AR FEART T Bl A W A1 S o
NLR .PCT .PGE2 & 22 JFR I A £ A i s 2
BTN, PR R T .

1 #ZRE5AHZE

1.1 — ek

VEHR 20194E 1 H & 2021 4F 3 H7EZ RIS A
R BiA TR R TR B2 o7 ], Horh 54% 60 4],
eV 37 1015 SE I AERE (51.03+8.99) % 5 454 R b T
AREIZPRFNAS 25 5 o 23 1) BRELE 7 27 491
SZvER R R 31 THIE LA IR 16 . 4
AR : OFEA BEA T2 RRIE TR s QI R RHAAT
e QFIR=18 % s @B E F BB AE R . HERR
it : O R FH S B HL IR B 3R 2R 258 s @ AR i
ARG E . 97 il B FARIEA G S 75 A A ik
Y43 R iR YL 4 (n=21) RIS YL 2 (n=76) .
ARUMEFE RS BB e BEZS 51 2L HE[ 201812036

1.2.1  WREE

B YA 32 O A 4 B ORI, MK S K s
¢ (0.03~0.08) mg/kg . A B (1.5~2.0) mg/kg . £F
IFRIE (3~4) pglkg A I BT i1 12244 0.15 mg/kg iF
TR, BB SO R 5 A R T
A8 Fi oy K A -E FUBEERERR I, R h 5B
TSN RS . TFAR L5 AT 15 min (5 114524
1.2.2  Kaillorik

ST ARG 24,48 F1 72 h IFHh I 2 A1 #
ok it , 2R JH 35 i BC-5000 % 1fiL 48 Jfd 43 A A5G ) v
PR 20 R T8 IR B AR B, 1A NLR=H P4
AR TR A R 5 B — 13 L FR AR L 3 000
r/min {4 850 10 min, B.02F42 8 em, & L2
L35 SR FHOBUHTE AR 3¢ o0 Tl 5K 472 928 W% BFH 925 A I PCTT
PGE2, & (X 5 >4 58 EF 15 2> /] ELX-800 %1 £ T)
REREPRA , 70 G R o A ) TR S T,
J A AR RERR) S UL AR
1.3 Giil#abH

G0 % SPSS 19.0 #cf4: , i  %E kR
(x+s) R, A ] LA R g0 . THEBERH
n (%) 3R AT K5, W ER 32308 TAEF:
fIE(ROC) L, L) P<0.05FRE AL L.

2 #R

2.1 RJF Mg & A g Ol

97 15 £ 35 AR I A A I Bk e 21 51] i S ke
), KA AR 21.65% 5 fiti 55 2% e 21 1 G it 35 Jak
Yed BRI RIS A — OB L 25 R RS
U (P>0.05), W1,
2.2 JifiFRIER G2 A TG ARG 4R NLR \PCT .
PGE2 7KV~ L%

i 350 J% Y 20 NLR , PCT Fil PGE2 /K 78 K &
24,48 F1 72 h B K-35 L T Al ik e & i, ARG
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®1 MEBRCRABEFTAHEERA—MRBBEE (n(%), (xs) ]

Table 1 Comparison of general data between pulmonary infection group and non pulmonary infection group [n(%), (x+s) ]

=] A %E%ﬁ
. I e e o T T = Py PP T
Jili e iR e 21 21 12/9 52.16+8.76 6(28.57) 8(38.10) 3(14.29) 4(19.05)
TR G 21 76 48/28 49.50+9.22 17(22.37) 19(25.00) 28(36.84) 12(15.79)
/M8 0.252 1.182 4.006
P >0.05 >0.05 >0.05

72 h K41 24 h 48 h Ik, Z A Geit 2 X
(P<0.05), W2,
2.3 RJ5 NLR.PCT .PGE2 7K Fiill A Ji5 i 150 Jak
P RAEME

ARG 24,48 F1 72 h NLR 3] W7 A J5 il 38 2% e i
ROC & T 1 #4351 4 0.989.,0.957 1 0.741 (P<

W E A s R 24,48 F1 72 h PCT H A S il %
YL ROC M N 1 L4304 0.962 ,0.981 F110.953
(P<0.05), A] WA J5 24 h .48 h #1 72 h PCT H| iR
Je iR B AN (B 4T s RS 24 h 48 h Fl1 72 h PGE2
I T A S i 35 J8% U 1 ROC i £ °F g AR 40 1) N
0.860.,0.742 F10.610(P<0.05) , 7] WL A Ji5 24 h PGE2

0.05) , i] WA J5 24 F148h NLR FIWi A 5 i@ age WA S Il e m ity W3 & 1.
F2 MOEREAFTAMER LA ARE NLR \PCT . PGE2 7K FLLE (x+5)

Table 2 postoperative NLR, PCT and PGE2 levels in pulmonary infection group and non pulmonary infection group (x+s)

NLR PCT(ng/mL) PGE2(pg/mL)
" RiE2ah A548h A572h AE24h AJG48h A5 72h AJG 24 h AJF 48 h ARJF72h
BRG] 21 10.2121.50 7.51£1.26° 4.11£1.35" 2.87+0.40 2.1620.34* 2.00£0.41" 3105.25+400.54 2576.41£361.11" 2104.65+370.68"
TCMHRIERYLA] 76 4.10£1.06 3.20£1.06" 2.88+0.87" 1.34+0.35 1.22+0.30" 1.14+£0.29" 2787.56+384.46 2346.15+400.24° 1922.15+380.55"
tH 21.246 15.820 5.037 17.187  12.345 10.934 3.322 2.381 1.956
P 0.000 0.000 0.000 0.000 0.000 0.000 0.001 0.019 0.053

e 5FAARE 24 h LE,P<0.05; 5 R4 )5 48 h LL#E ,"P<0.05,

%3 AJENLR.PCT.PGE2 /K FFMUA 7 i 5P & ) ROC B &k TS ¥
Table 3 parameters under ROC curve of NLR \PCT ,PGE2

EiL7Y It ] AUC 95% CI L RIER R SR PE
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Relationship between epicardial adipose thickness and recurrent cardiovascular events in
acute coronary syndrome

XIAO Jiandong'*, LU Yuli*, WANG Ya', MA Xing’

(1. Department of Cardiology, Hengshui People’s Hospital, Hengshui, Hebei, China, 053000; 2. Depart-
ment of Endocrinology , Hengshui People’s Hospital, Hengshui, Hebei, China, 053000; 3. Department of Ul-
trasound, Hengshui People’s Hospital, Hengshui, Hebei, China, 053000 )

[ABSTRACT] Objective To explore the relationship between epicardial adipose thickness (EAT)
and recurrent adverse cardiovascular events (MACE) in acute coronary syndrome (ACS). Methods 190
ACS patients diagnosed and treated in our hospital from January 2020 to June 2020 were selected as the
research objects. Transthoracic echocardiography was performed to measure the patient’s EAT level. The
clinical follow-up of the patients was carried out, and the primary endpoint was a recurring MACE event. The
clinical characteristics of MACE group and non-MACE group were observed and compared, and independent
risk factors for recurrent MACE events in ACS patients were determined through a multivariate logistic
regression model. A receiver operating characteristic (ROC) curve was drawn to evaluate the ability of EAT to
predict MACE events. Results Among the 190 ACS patients included in the analysis, the mean EAT was 4.6
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mm. A total of 40 patients with MACE were followed up for 12 months. It was found that the thickness of EAT
in ACS patients was good correlated with BMI. It was negatively correlated with LVEF (P<0.05). A total of 40
MACE patients occurred during the 12 - month follow - up: 4 sudden death, 22 ACS, 9 requiring
revascularization, and 5 heart failure. According to clinical follow-up results whether MACE events occurred,
further grouping analysis showed that there were statistically significant differences between the two groups in
older age, presence of diabetes, BMI and EAT (P<0.05). There was no significant difference between the two
groups in TC, TG, LDH-C, HDL-C, hs-CRP, hypertension, smoking, LVEF (%), E/A, E/Ea, single-vessel
disease, and multi - vessel disease (P>0.05). Multivariate logistic regression model showed that EAT and
diabetes were independent risk factors for recurrent MACE events in ACS patients (P<0.05). The results of
ROC curve analysis showed that when the EAT cutoff value was 5 mm, it had a high diagnostic performance for
distinguishing MACE, with a sensitivity of 0.91, a specificity of 0.72, and an AUC of 0.84 (95%CI: 0.74~
0.91, P<0.05). Conclusion The recurrence of MACE events in patients with ACS has a good correlation with

EAT level, which can be used as a predictor of clinical ACS events. It has certain clinical significance in

identifying high-risk ACS patients in advance and guiding further treatment.

[KEY WORDS] Epicardial adipose thickness; Acute coronary syndrome; Adverse cardiovascular

events; Transthoracic echocardiography
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Figure 1 Coronary angiography in a typical ACS patient
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Pathogen characteristics and hs - CRP, PCT and NLR levels of pelvic infection after
laparoscopic ovarian cyst removal

ZHANG Dan*, LI Hua, DU Xiaoli, LI Wen

(Department of Gynecology, Langfang People’s Hospital, Langfang,, Hebei, China, 065000)

[ABSTRACT] Objective To investigate the characteristics of pathogenic bacteria of pelvic infection,
and the levels of high - sensitivity C - reactive protein (hs- CRP) , procalcitonin (PCT) and neutrophil to
lymphocyte ratio (NLR) after laparoscopic ovarian cyst removal. Methods The clinical data of 145 patients
who underwent laparoscopic ovarian cyst removal in Langfang People’s Hospital were collected between July
2017 and December 2020. The postoperative pelvic infection rate was counted, and the distribution of
pathogenic bacteria and drug resistance of main bacteria were analyzed. The levels of hs-CRP, PCT and NLR in
patients with postoperative pelvic infection and those without infection were analyzed. The diagnostic efficiency
of the above indicators for pelvic infection were discussed. Results Among the 145 patients, 36 had pelvic
infection, and 52 pathogens included 14 gram - positive bacteria, 34 gram - negative bacteria, and 4 fungi.
Staphylococcus aureus and Staphylococcus epidermidis were completely resistant to penicillin G. Escherichia
coli was completely resistant to cefazolin and amoxicillin. Klebsiella pneumoniae was completely resistant to
cefotaxime and sulfamethoxazole. The levels of hs-CRP, PCT and NLR in patients with pelvic infection were
significantly higher than those in patients without infection (P<0.05). The sensitivity, specificity, and AUC of
combination of hs-CRP, PCT and NLR to diagnose postoperative pelvic infection were 80.56% , 88.99% and
0.881, better than single detection. Conclusion Gram-negative bacteria are the main pathogenic bacteria of

pelvic infection after laparoscopic ovarian cyst removal. Clinical treatment should be targeted according to drug
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resistance test. The combination of hs-CRP, PCT and NLR levels can provide effective value for the diagnosis

of pelvic infection.
[KEY WORDS]

Procalcitonin; Neutrophil to lymphocyte ratio
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Relationship between expression of peripheral blood CD4*CD25"'CD127 regulatory T cell
and neonatal blood infection

WANG Lijuan'*, WANG Lifeng*, LIU Xuejie’, YAO Ruimin®

(1. Department of Pediatrics, Puyang Oilfield Disease Control and Prevention Center, Puyang, Henan,
China, 457001; 2. Department of General Surgery, Qingfeng Hospital of Traditional Chinese Medicine,
Puyang, Henan, China, 457001; 3. Department of Pediatrics, Puyang Oilfield General Hospital, Puyang,
Henan, China, 457001)

[ABSTRACT] Objective To explore the relationship between the expression of CD4*CD25"CD127
regulatory T cells (Treg) in peripheral blood and neonatal blood infection. Methods The clinical data of 89
neonates with suspected blood infection among 497 neonates who were delivered in Qingfeng Hospital of
Traditional Chinese Medicine, Puyang City were analyzed between January 2018 and January 2021, and the
neonates were divided into 21 cases in the infected group and 68 cases in the non-infected group according to
the diagnostic results of bacterial blood culture. The expression levels of CD3*, CD4"* and CD4"'CD25°CD127
Treg in peripheral blood were compared between the two groups. Logistic multiple regression analysis model
was used to analyze the influencing factors for neonatal blood infection. Receiver operating characteristic

(ROC) curve was used to evaluate the diagnostic efficiency of the above indicators for neonatal blood
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infection. Results The expression levels of CD3" and CD4" in peripheral blood in the infected group were
significantly lower than those in the non-infected group (P<0.05), and the expression level of CD4*CD25"
CD127 Treg was significantly higher than that in the non-infected group (P<0.05). Logistic regression analysis
showed that peripheral blood CD3*, CD4" and CD4*CD25"CD127Treg were independent risk factors for
neonatal blood infection (P<0.05). ROC curve analysis showed that the AUC values of CD3*, CD4" and CD4*
CD25"CD127 Treg in the diagnosis of neonatal blood infection were 0.891, 0.909 and 0.854, and the cut-off
values were 59.85% , 38.57% and 8.87% respectively, and the diagnostic efficiency was good (P<0.05).
Conclusion The expression of peripheral blood CD3", CD4" and CD4*CD25"CDI127 Treg has a certain
correlation with neonatal blood infection, and the above indicators have good efficiency in the diagnosis of

neonatal blood infection and can provide some reference for neonatal blood infection and subsequent treatment

measures.

[KEY WORDS] Neonates; Blood infection; CD4'CD25'CD127; Regulatory T cell; Cytokines

B A LR IR G R B R A AR LWL I, J
T2 I R A 0 AR T IV BE , O AR I N
LA VB 1A B RGUIRAS B . BTG
PR F i UL 1 2 280 Sy 200 B 2 I YR JRR G, LA T A
P LT A 1% , ZERR AR E 8 2 L &k
Az BB AT 3 3T 20% , 7 K s R B 1) BB LA & R
R 30% ", )8 TR A LG EAE . IR
Yl il 2 J& T84 JLELAE W 4799 7 (neonatal inten-
sive care unit, NICU) N & A= [ B &G , X 5584
LB BRI WA RA L, HEE
o AL AR 10 6 B4 B LA YT R SR I JER g
£ L] 2 R Sk ERE CIMLRE | e R I E Y B A L
R MR IR Fe R AR BB i DR AT 3 ok 1 35 7
A B RO LI VR e 1 5L . CD3* . CDAE hy 5 AL
T R AR, AR I 22 g 5] b i) R B0 i o A
fk ; CD4"CD25"CD127 75 ¥ T 41 Jid (regulatory T
cell, Treg)fF A — 238 N PG 2 40 i, Hon] T
R HLAAR R G e RREIE O o AR IR 5T 0 0E — A 1R
FEAMA I CD4'CD25°CD127 Treg #%3k 5 5 4= LML
WS R PR S R B I

1 AHESHE

11—k

AT 2018 4F 1 H 2 2021 4F 1 A Wi 6] T B
T 2 B e R e 6 A 497 19103 AR LR 89 13 47 7E Bk
) L T JE% o R T A AE (4 357 A8 LI PR W ), AR 3
M35 3212 Wi 6 58 4 e 4l 21 1] 5 R SR YL 2 68
Bl DA ARRUE : QYT ARG, H 32 50 ¢
M35 3% e AN ik 4 s @4 JL H i 7E 28 d LU
Mo HEBRBRAE - O 13 7= 1A 7E R e RS 5
TIRE 55 & 5 @7 1 Bl 7 30 e A G 8 4 ol 700 o

QIR KRR I E . 476, Zc 42 4], 1
H % (12.36+3.69)d; F i #4 (37.45£1.27) Ji . &
9T 4 B PR 2 AS PR 2R B b il 1, 3230 W i

ANIIZE G A
1.2 ik

SRAE Az LA E ik 2 mL, >R A BD FAC-
SCanto IT 37 2040 L A% (523 B2 J7 25 A FR 23 7)) iff
A5 T Ik B4 200 6 S B A ), LA R IR Oy -l it
172 000 pL 7 IR Fe B4, FFHER A B A
AR NPRICIEAE , 4306 100 L 4 i B A &K
BN E ORI AR A LB B TR 4 IR A
JE PR ZE R RO S T CE 30 min, B T 45U
WA 1000 pL i I 2, L m RS 5 E=
W EEE A R CE 15 min, B )G T4 A
400 L BEW, FEARER IR BER S T o4 21 5 St
i A A B LA I, I DAAILER B A B S BT 4
W15 H CD3".CD4" ,CD4'CD25'CD127 Treg 3 ik
K-

1.3 WEHER

kb % 9 25 A1 JE Iif. CD3* . CD4* , CD4*CD25°*
CD127 Treg #iA 7K, >k H Logistic 2 7T 014 43 H7
B A 43 #7 41 JE 1L CD3* . CD4* . CD4*CD25°CD127
Treg %35 7K 5 37 A8 L i 2% e i AH 56 % | 2R
ZRH TAERHIE (ROC) Hh 1A, L iR H8 b5 %) B A=
JLIMTRIEE L A2 TR RE
1.4 Git#rik

K SPSS 21.0 et 8o kit , i B 5ok
M (x+s) 3R, RIS AEA ¢ K30 0E 1720 1] LA,
SR R & 23R Logistic 2270 [l 20 B 8, 75
AL BE R F ROC M4 4 A iTAL o DA P<0.05 2y 2
SHEAEGIFEE X,
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100
2 g:él: % CD3_
I — CD4_
2.1 W4 AMNE I CD3" . CD4* ,CD4"CD25'CD127 — CD4_CD25_ CDI127Tieg

Treg Feik /K F L

JE YL 4 A1 JE I CD3 ", CDA* 36 31k 7K - ik & 1%
TAREYLAH , CDA'CD25'CD127 ik /K i & 5
FARIBRH, 2R A G FE L (P<0.05) ., I
* 1,

Fz1 BWHESEM CD3'.CD4'.CD4'CD25 CD127 Treg
RIKKFLLE (x£5)
Table 1 Comparison of expression levels of peripheral
blood CD3", CD4" and CD4" CD25" CD127 Treg between

the two groups (x #5)

A5 n CD3* CD4* CD4"CD25°CD127Treg
Y4l 21 57.85+1.23  35.63+2.87 10.26+1.85
R 68 60.12+1.41  40.26+3.14 7.39+1.57

tH 6.633 6.021 7.015

PiA <0.001 <0.001 <0.001

2.2 A JL MR 1 5 e R 2R 4B

Logistic [0l 943 #7 .7~ , #} i 1fi. CD3* . CD4" |
CD4*CD25°CD127 Treg J JJy 4= JL Ifil 8% 4% 1) ik
SLIER IR R (P<0.05), W2,

R2 FEILMRBEROZMEERSN

Table 2 Analysis of influencing factors of neonatal blood

infection
FRAR B1H  SEfH Waldy*{i OR{H P1{H
CD3* 0.253 0.049 26.659 1.287 <0.001
CcD4* 0.229 0.056 16.722 1.257 <0.001
CD4'CD25°CD127Treg  0.196 0.044 19.842  1.216 <0.001

2.3 4N I CD3".CD4" .CD4'CD25'CD127 Treg

12 W A= L IR S I RLRE 43 ATt ROC il 2k
A3 HF iR, 4NE Il CD3* . CD4* . CD4'CD25'CD127
Treg 12 Wi A= )L I W 8% G 19 1t Z8 AUC 4391 Ry
0.891. 0.909 . 0.854, #% Wr {6 43+ 7l & 59.85% .
38.57% .8.87% , 1Z Wi AU HE B 4 (P<0.05) . WLEK 3.
K1,

R3 ROC HZ&SH

Table 3 ROC curve parameters

R BRI .,
AUC (%) (%) wWWiE PE

by 95%CI

CD3’
CD4*

CD4'CD25" .
CD127 Treg 0.854 0.763~0.920 79.41

0.891 0.808~0.948 69.12 100.00 59.85% <0.001
0.909 0.830~0.960 72.06 95.24 38.57% <0.001

80.95 8.87% <0.001

100 i

0 20 40 60 80 100

100 54

1 4MEM CD3".CD4".CD4°CD25'CD127 Treg 12 B
# £ LM RS ROC # 2%
Figure 1 ROC curves of peripheral blood CD3", CD4" and

CD4°CD25" CD127 Treg in the diagnosis of neonatal blood

infection
3 it

MM & A R AR S AL T
G Y5 21t Rk ek 98 PR E Al F- - o (tumor necrosis fac-
tor-a, TNF-a) . [ 41 i /> % -4 (interleukin-4, IL-4)
SR A 20 I TR -6 AR BB AL AT ARAE SN 175 R
AR S E 0 MO AR 48 Y, A SE RAPEA
AT HEA MG IR I 5| K 4 B e RRE RN UK Bt
SR | W RS T P B TR B A8 A0 A I Y P G S
AR, FLTE S0E RN A BE B DL T, BLIAR e g R
4 Ty he Al B — o B0 3 R Rk L G Rkt v
Jntents TIREL ANV REE A TR RS e T AN,
AT FENUAR T & #5522 98 15, e D3 Al X
BT 0 e 0 8 I ) 23k K AT R e, K
PR B RS MU e D Re A AR, CD4 I
kB S T 40 A£G 2R Al X LR B bk B 41
it 7= A R P D AR B M AR L A SR BIE A 4R
th BB R g M v SR R TR AT ¢ B CD3”
CDA /K3 , [7) B B v 2 248 PR~ 50 o 14 Dk
DRI R TR G AT R AR g IR
Y2 AP I CD3* ., CD4* 3 1k 7K - I 251K F oA Jgk
P, 2 Logistic [|] I 43 # A& 8L, #b & 1fil CD3* .
CD4" ¥ 20 3 A LI B G 1) A 57 FE B PR 2%,
A7 7 I JE% G R 5 19 3 A= JL CD3™ , CD4” ik 7K
PR, 4 ROC kit — B & 8L, Fik4s
i 12 W B 2B L IR R g 1y it e AUC 43 50l
0.905,0.811 , BB {E 73 71 58.71% . 36.75% , $&/R~
FE AR T AH R I 5 J5 CD3* . CDA* 16 37 A= )L Ifil i Jak
e (2 Wi e R AT . 43 B R R #E T CD3”
CDA'T 41 it 35 J& B A ILPL IR S e RGeS
CD8" 3L [6] 2 5 ALK s R G2 (1) ) 245 flir S OE &
K, CD3" . CD4A K B 27 FOLALIARAE 78 e
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RE T BEI0 AR, B8 5 & Az B i AE IV R
KA G RAE S 3 JBE )RS LT 33K ol G 8 0 ) ER
AHE AU,

CD4"CD25°CD127 Treg J& T HLIA T ik B 40 558
20t v B ) TS 4 AR, LA i R AR LR A
SEE VR 2k AR v AT R HEA ) 240 B e PR . AHOG
W% & B, CDA*CD25*CD127 Treg 4 Jifl B 4512
Toll #: 22 /& (Toll-like receptors , TLR ) , ZE LA AE7E
YL RAEARA R, TLR 0] R JE A L R M R+ &
T8 43 7 P 7 W %) 3 b 9 v 3 M T, DA i
#F CD4'CD25°CD127 Treg (IA71% 5", [ i F
— 3 N5E CD4*CD25° CD127 Treg 41 Jifd i) o 2 1 61
YER . SRS IR GT G 96 IR B B A AR A
ML J5 7= 4 1) 41 5 I 22 ## (Lipopolysaccharides ,
LPS) . ZH B DNA % 55 3 7= ) 1 o] 375 & 5 41 oF
CD4'CD25'CD127 Treg 4= il , 78 R AE S W | e 75 iE
ARG R RN, AR, B
ZH 41 JE Ifil. CD4"CD25°CD127 Treg % 1A 7K 345 oK J%
Yy 20 W T 5 Logistic [ U5 43 #7290, Ab A 1
CD4'CD25'CD127 Treg 4 A= JL IfiL 7 JE% G ) it 37
fE B 2, B 7R A7 7 IR GRS 1B A2 L2 A7
1£ CD4*CD25"CD127 Treg & ik /K -1 7+ & , El 4
FEAMHR S B ™8, 4 ROC £ 98— 4 43 #r
15, 148 b2 WoBn 2B L i sk e 1 il 42 AuC
}90.857, BT EL 43 51 A 9.54% , 1 7 2458 A JLAE
J& 1fi. CD4*CD25"CD127 3 ik /K 5 T 9.54% Hif
CD4"CD25°CD127 Treg Xf HIfil i &G BA B -1
WIS . o BT IR R A T i i R g mT T A L
3 I G RE |EA eRE RAS R AR ERL R W
g1 & W AR E BN FH A S e i R A, b B B AA
CD4'CD25'CD127 Treg F ik 7K - Fh &5 LAY 38 35 [
PRGN, o 58U T 52 G028 SRAE S 45 A B A
{EL[R) i 5 ) S SRR R B NI 5 e A, 7 i Y Je%
g BT, 2L B i v P 9 R AR 1R 2
TLR {5 53 i , 3 53 TLR 3] 3800 [ o 2 1 7 7 4
JEAR B Treg 41 e 3% 5 , 7K v] {5 40 & 1l CD4*CD25*
CD127 Treg ik 7KV F o

25 b prik, 4hJE I CD3* . CD4* . CD4*CD25*
CD127 Treg F ik 15805 Hr 4 L B A —&
FHICE , H LR & 48 b Ae 87 A2 L v R G 12 i rh
PIEA RAFRRE, vl o8 A L i B 18 0 & 5
BRI I R — e S %
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. a
.’I,/a H e

2 5 PE i g 2= A i FGF-23 . sclerostin 2 sSTWEAK
55tk sl e Aty A e P

PhE KAk RDE O KEE

2

7

(8 ZE] B8 WFFgeRrvk m s b B sl Er 4 40 i A K 7 23 (FGF-23) | Ifi 3 B ff 1L &
(sclerostin ) S T 75 4 i 984 38 B8 A 7 B 0 1~ 13 55 175 5 77 (sTWEAK ) 7K - 25 1k 5 568 bk 50 Jik 45 £k 1) AH 56
P, Ak EEE2019 4 11 A 2 2020 45 12 8 BT KR XN R B BEWCIA A9 148 5l 4 45714 1 38358 A1 18
R A I AR SRS ALK A A A T (n=59) R A I (n=89) . HCEE W20 LA J A [) 45 A A
JE i FGF-23 | sclerostin J sSTWEAK 7K -, 43 H7 52 Wi 24 $5-PE 1 300 375 7 28 38 e R 30 bk 45 1k A B PR 2%
ZWHE, &R I FGF-23  sclerostin /K V-5 T AR G I 41, sSTWEAK /KPR T ARG 341, 22 55 9 A
it 2# 3 L (P<0.05) . FGF-23 sclerostin 7K« 5 5 b < P 45 4 < 8 454k , STWEAK /K -« 42 8 45
1> B A5 AL > T FE 454k, 25 B A it 08 L (P<0.05) . IIL%5 . FGF-23 | Sclerostin . sSTWEAK 4 5 1l
JB I R R TS Y B & (P<0.05) . % I & Logistic [71 V7455 15 43 B 45 B 7%, 1 45 . FGF-23
Sclerostin . sSTWEAK A £ i £ F5 14 1L Y80 325 A1 58 35 5l 4R 20 Bk 45 4k 1) 22 IR 28 57 £ B PR 6 (P<0.05)
%51® FGF-23 ., Sclerostin . sSTWEAK 7K V- bifi 25 it DR 311 ik 475 £k 72 1 9 AN () 1 22 Ak I PR T AR 4 LK 7 2%
U E =S/

[RER] dEFRFEIMEEDT ; FGF-23; sclerosting sSTWEAK ; sk 2 ik 851k

Correlation of FGF -23, sclerostin and sSTWEAK with coronary artery calcification in
maintenance hemodialysis patients

HU Xiaorong, YOU Xiaoying, QU Xiaoyan, HE Yiqin*

(Department of Hemodialysis Room, People’s Hospital of Dazu District, Chongging, China, 402360)

[ABSTRACT] Objective To study the correlation between fibroblast growth factor-23 (FGF-23),
serum bone sclerostin (sclerostin) and soluble tumor necrosis factor like weak apoptosis inducer (STWEAK)
levels and coronary artery calcification in maintenance hemodialysis patients. Methods The clinical data of
148 maintenance hemodialysis patients treated in Chongqing Dazu District People s Hospital from November
2019 to December 2020 were selected. According to the presence or absence of coronary artery calcification,
they were divided into the study group (n=59) and the control group (n=89). The levels of FGF-23, sclerostin
and sSTWEAK in patients with different degrees of calcification in the two groups were compared, and the single
factors and multiple factors that affected coronary artery calcification in maintenance hemodialysis patients were
analyzed. Results The level of FGF-23 and sclerostin in the study group was higher than that in the control
group, while the level of STWEAK was lower than that in the control group, the differences were all
statistically significant (P<0.05). FGF-23 and sclerostin levels: mild calcification < moderate calcification <
severe calcification, STWEAK level: mild calcification > moderate calcification > severe calcification, the
difference was statistically significant (P<0.05). The age, gender, hypertension and other single factors that did

not affect coronary artery calcification in maintenance hemodialysis patients (P>0.05). Serum calcium, FGF-
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23, Sclerostin, and sSTWEAK were the single factors affecting the prognosis of patients with glioma (P<0.05).

The results of multivariate Logistic regression model analysis showed that serum calcium, FGF-23, Sclerostin

and sTWEAK were independent multivariate risk factors for coronary artery calcification in maintenance
hemodialysis patients (P<0.05). Conclusion The levels of FGF-23, Sclerostin, and sSTWEAK vary with the

degree of coronary artery calcification, and the clinical level can be used as a reference basis.

[KEY WORDS]

calcification

1 VR B T8 T I DR A R 8 UL I 22 i
HA®ERBRET R, 4ERpt s e+
LR s B AT EZE . HR
Fisk (0] P L 98325 AT 2 5 | A 5 e A 2 WL RO I 457
I, X RBUE A I BT g A S R ), M B BT i
BEA T PG AE Rk L RGE AT R 1
FET 5 PR A0 A R , H P A 50% 24K 1 18
PR B R A5 B0 T 0 IS B, R R [A]AF IS
3w AN FE Y 20~30 F5 o G PRI 55 45 1k 2 4t
FE P 00825 A A8 O ML A R AR T )
SEM PR ZR DAL, ] A A5 T A e R Bl ik
AR BE A R s T

AR, AR B DK A5 4k 5 £F 4 40 i A
[ -23 (fibroblast growth factor-23, FGF-23) . Ifil 7§
B 054k B 1 (sclerostin) A AT 14 i 983 YR 38 IR 7
T8 T 4555 5 57 (Soluble tumor necrosis factor like
weak apoptosis inducer, sSTWEAK)# K, XJ It ,
A 5T X FGF-23 | sclerostin &2 sTWEAK 7K 7 7E 4
R I 32 B 28 b A A A B H 5 IR B kS Ak
HAHCHE AT, RS 10T .

1 BREFE

11—k

PEHL 2019 4F 11 H & 2020 4F 12 H B P K2
XN B B BE TR 1Y 148 B 4 5P BB BT A AR
P A JC A I e R B KA AR 5 S B A (n=
59) R EIFH (n=89) , H&IFHLIRECT
A, AR SR S PRSI AL 0k R A AR (11~
100 53 )20 5] 5 7 EE 454k (101~400 43 ) 18 451 5 H FE 45

Maintenance hemodialysis; FGF - 23; Sclerostin; sTWEAK; Coronary artery

1b(>400 73)21 il I AFRHE : OFF G b4k 2 ik s
R PRFRUE AT R>6 4~ s @ A £ i1l
PRTRN ) 528 A 5% 28 s e (2 B 2% 51 25 HIL o
HEH RFIGHFBES INA RIS, I 28 40 ¢
PP o HEBRARAE : DA I I AE M R & QO FF
TE4 0 7™ 8 N o3 W ZE LB H B e s PR AN A
@ haE iR A FE s @ (8 FH G i 7] Ol R
WMEEAYIRITH . WA RH AR LR 2SS
TG IR X (P>0.05), WEI1,
1.2 Ky ik

WA TR 2 558 B R ISR KL 5 mL,
#HE 30 min Ji 0 A ES O AL 2 500 r/min (7=8 cm)
43 BT L 8 min J5 BOH AR O/ A7 (5 FH AR fo e
W% [ 72 (Enzyme Linked Immune Sorbent Assay,
ELISA) il & FGF - 23, sclerostin & sTWEAK 7K
Vo B & A 36 E R&D A ), B AE 4% %
MRV B kAT .
1.3 Guitsorik

%0 SPSS 22.0 G it A T gt o b it
PR (R +5) TR AT K55 T AR n (%)
FoR AT KR 5 >R FH £ 9T Logistic [P11H 43 A1 5% 1
Y- 1987 AT 28 S AR B0 S Ak B A ST A R P
25 LA P<0.05 £ 2R HAG R L.

2 HFR

2.1 W4 FGF-23 .sclerostin &2 sSTWEAK 7K o558

47140 FGF-23 . sclerostin 7K 15 TR &340,
STWEAK /KL TR G A, ZR AR E
L(P<0.05). W2,

F1 WMARBLEK (x2s5,n)

Table 1 Comparison of data between the two groups (x+s,7n)

251 no PERICH/A)  CEEER(Y) ENR ) BRI CA/JS)  mIECA/S)  BMI(kg/m®) i (mmol/L)
B4 59 31/28 55.58+10.73 4.86+1.16 38/21 35/24 24.85+3.59 3.36+0.92
KEIH 89 49/40 56.13+10.35 4.63+1.65 46/43 47/42 23.43+3.08 3.07+1.01
1 0.090 0.312 0.929 2.339 0.609 0.760 1.771
P1H 0.764 0.756 0.355 0.126 0.435 0.449 0.079
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% 2 Wi£H FGF-23 . sclerostin & sTWEAK 7K FEb 4 (v +s)
Table 2 Comparison of the levels of FGF-23, sclerostin and
sTWEAK between the two groups (x+s)

5] " FGF-23 Sclerostin STWEAK
(mg/L) (ng/L) (pg/mL)
A4l 59 340.82+109.56 41.56£5.91  186.52+14.591
49141 89 234.15%55.82  23.05£3.28  260.35+31.56
i 7.794 27.511 16.804
P1E <0.001 <0.001 <0.001

2.2 A[FE5ALFE E 35 FGF-23 | sclerostin A2 sT-
WEAK K- L4
FGF-23 ., sclerostin 7K : # 54k < B 45 fb <
HJEPIL, STWEAK K- B2 EEAL > 5 > H
FEESAL, 22 A Gt A L (P<0.05) . LK 3.
%3 A EEIEE EF FGF-23,sclerostin & sTWEAK 7k
T (v£s)
Table 3 Comparison of FGF-23, sclerostin and sSTWEAK

levels in patients with different degrees of calcification (x +s)

5] " FGF-23 Sclerostin sSTWEAK
(mg/L) (ng/L) (pg/mL)
B 20 285.35£82.39 35.85x4.96  220.85+15.96
AL 18 335.542110.26°  41.73+6.13°  184.76+13.85°

HEELELL 21 398.17+120.52° 46.85+7.74" 155.33+10.69"
FAi 5.860 18.690 118.770
P1E 0.005 <0.001 <0.001

0 SR EEAL S, P<0.05 5 5 TR EEAT AL L8, PP<0.05
2.3 MR S RS 1k i R R
1fil. 4§ . FGF-23 . Sclerostin . sSTWEAK & 52 ] it
JoUIRS £ TR PR R (P<0.05) . W3R 4
T4 SHMEWMEFEDRERSE BRI SBLYER
EZ=[(x+s),n(%)]

Table 4 Analysis of single factors affecting coronary artery

calcification in maintenance hemodialysis patients
[(xxs),n(%)]

- SIA kA4

~r (n=59) (nmgo) XM P
AR (%) 55.58+10.73  56.13+10.35 0.312 0.756
5 B 31(52.54) 59(66.29)

I 28(47.46) 40(44.94) 0090 0.764
i L A 35(59.32) 47(52.81) )

J 24(40.68) 42(47.19) 06090435
PR H 38(6441)  46(51.69) .

& 21(35.59) 43(48.31) 2339 0.126
1L }E (mmol/L ) 3.36+0.92 3.07+1.01 1771 0.079
BEATIE (4F) 4.86x1.16 4.63+1.65 0929 0.355
FH#E A (g/L) 42.63x2.86  43.29+2.49 1487 0.139
ML (gL) 98.36x10.39  99.06+11.53 0.376 0.708
1fi. 7 (mmol/L.) 1.4520.32 1.07£0.39  6.222 <0.001
1fi1.%% (umol/L) 369.80+55.63 377.85+51.74 0.894 0.373

FGF-23(mg/L)
Sclerostin (ng/L)
sTWEAK (pg/mL)

340.82+109.56 234.15%55.82 7.794 <0.001
41.56+5.91 23.05+£3.28 27.511 <0.001
186.52+14.59 260.35+31.56 16.804 <0.001

2.4 stk KSR 2 R

Z N & Logistic [7] 3 AR 43 B 45 5 87w, i
% . FGF-23 . Sclerostin . STWEAK & 5% Il 4 357 14 1fi1.
375 B B8 A el R B0 KRS Ak A9 i ST AE S TR 3R (P<
0.05), W5,

x5 HWHMERFELTEREETRIKEUHNSEER
Table 5 Analysis of multiple factors affecting coronary
artery calcification in maintenance hemodialysis patients

N [EI/= . wald
I35 o DRHETR

2T et

ML (mmol/L)  0.695 0.312 6.319 2.004(1.087~3.693) <0.001

FGF-23(mg/L) 0.586 0.256 6.580 1.797(1.088~2.968) <0.001

Sclerostin(ng/L) 0.618 0.296 6.593 1.855(1.039~3.314) <0.001

STWEAK (pg/mL)0.791 0.733 6.269 2.206(1.699~2.862) < 0.001

OR(95% CDf Pl

3 it

Bt G A= 35 KT 10 4 e DL SR 2 B AR A
T AT R0 P B Y K A R E R B AR T
P AR A AT I Rz TR YT
PR B R A AT B I A R A T 0
M RGRHL, BA TN ] W ek L S e
AR R A A T A R BRI A A Ak JC LR e
AR B K A T B8 PR B R R SE T
T TR, A A S AR 3l Ik 8 Ak T A Sy S5O I A8 AE T
IR (1 L PR iR DU e R 2l kb 3
DIZJE CT FHE -3 CT 3, (H A 9% B B¢, 5
AR, X B AT B R R, AR
T Ry 457 10 T AT KR e A TR A R R
L, 1M FGF23 AT 3 55 5 A Qi , H 5 i 23 Bl 5 45
A ZE L™ FRR B0, I AT TS i R
H IR R AR Bl kRS Ak i JL AR B, PRI FGR23 a] 4R
Sy E AR S PR R S (H—
ARSI 5 b5 TC 5 O Wik PR 2 BE HER A 20 275 0 X
WA SCIE X sclerostin A2 sSTWEAK 7K 47857
A W58 & B Sclerostin 7] H #5245 i & 51k 2
STWEAK 1] 4 5 Z Bl A= Wy 22 %, 1A A sclerostin
S STWEAK 7K V-5 445 P 107 A 3 30 5eE 4R 30 ik
AL EAA A, AHIESE A AR 20 kA Ak i
# FGF-23 , sclerostinUI J sSTWEAK 7K -5 T A
AL B . S AT R A - FGF23 FR 8 40 M A0 B AR
2 Y A1 R 43 5, B TR AL Y B BRI A T 2
— , P B Uy ™ AR B AN AT A A R I
PSR BN, R TR KB 2 T v, i — 25 s
TSR SLARSE , AR 0 10 A R
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A B RS 5 Sclerostin 78 B HIE | g IR L filivp 3k,
J& TR SRR (1, R A A A R e &
HIEW, 25 T 3h koA AL I8 B0 M4 45
16 STWEAK J2 FH I8 S8R B0 IR R 08 T 155 175
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Clinical application of IL-18, IL-27 and ST2 in AECOPD patients with respiratory failure
WANG Chunxia*, ZHOU Xiaoguo, GUO Na, LIU Yang, FAN Na, FENG Dongdong, LI Zhan
(Department of Respiratory and Critical Care Medicine, Nanyang Central Hospital, Nanyang, Henan,
China, 473009)

[ABSTRACT] Objective To analyze the clinical application value of interleukin 18 (IL-18) ,
interleukin 27 (IL-27), human matrix lysin 2 (ST2) in patients with acute exacerization of chronic obstructure
pulmonary disease (AECOPD) complicated by respiratory failure. Methods 238 patients with AECOPD
admitted in Nanyang Central Hospital from June 2019 to May 2020 were selected, among which 125 patients
with AECOPD complicated by respiratory failure were selected as the observation group, and 113 patients with
simple AECOPD served as the control group. The expression levels of IL-18, IL-27, ST2 and blood gas
indicators [ Arterial partial pressure of oxygen (PaQ,), Arterial Carbon Dioxide Partial Pressure (PaCO,) ]
between the two groups were analyzed. The expression levels of IL-18, IL-27, ST2 and blood gas indicators in
patients with different prognosis were compared. The correlation between IL-18, IL-27, ST2 and blood gas
index, and the predictive value of IL-18, IL-27, ST2 on the prognosis of AECOPD combined with respiratory
failure were analyzed. Results The levels of IL-18, IL-27, ST2 and PaCO:; in the observation group were
significantly higher than those in the control group, and PaO, was lower than that in the control group, and the

difference was statistically significant (P<0.05). In the observation group, 89 cases had good prognosis and 36
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cases had poor prognosis. The levels of IL-18, IL-27, ST2 and PaCO. in the poor prognostic group were

significantly higher than those in the good prognosis group, while PaO, was lower than that in the good

prognosis group. The difference was statistically significant (P<0.05). IL-18, IL-27 and ST2 were negatively
correlated with PaO. (P<0.05) but had no correlation with PaCO, (P>0.05). According to the ROC curve, the
prediction sensitivity and specificity of IL-18+IL-27+ST2 combined detection to the AECOPD combined with
respiratory failure of the prognosis were 0.848, 0.709; AUC=0.806 (95% CI: 0.714~0.899) , which was
significantly higher than those predicted by the three alone (P<0.05). Conclusion The expressions of IL-18,

IL-27 and ST2 were significantly up-regulated in patients with AECOPD complicated with respiratory failure,

and the combined detection of the three has higher predictive value for poor prognosis of patients.
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Table 1 Comparison of IL-18, IL-27, ST2 expression levels and arterial blood gas indexes between the 2 groups (x +s)

4151 n IL-18(ng/L) IL-27(ng/L) ST2(pg/mL) Pa0,(mmHg) PaCO.(mmHg)
X HE 20 113 19.24+5.11 63.25+13.16 101.55+16.94 58.55+10.94 51.64%5.47
WL 125 203.09+20.16 124.75+15.24 194.94+20.58 36.16+5.97 68.48+5.14

HE 94.226 33.153 37.986 19.847 24.481

P1H <0.001 <0.001 <0.001 <0.001 <0.001

®2 AEWEHEEZIL-18.IL-27.ST2 ZHERIZKFE R MSIEIR (x=s)
Table 2 The expression levels of IL-18, IL-27, ST2 and arterial blood gas indexes in patients with different prognosis (x +s)

20 531 n IL-18(ng/L) IL-27(ng/L) ST2(pg/mL) PaO,(mmHg ) PaCO.(mmHg)
i B2 89 189.54215.24 115.25+13.58 186.57+15.24 30.22+5.94 63.95+5.17
RN 36 236.62+16.57 148.24+15.33 215.64+23.54 28.62+5.68 79.68+5.97
tE 15.249 11.845 8.178 9.146 14.721
P1E <0.001 <0.001 <0.001 <0.001 <0.001
£ 3 IL-18.IL-27.ST2 X} AECOPD & H MR Fig&E g 10 e
4
RN E 08 L
Table 3 The predictive value of IL-18, IL-27, ST2 on the Emoosr [ ST2 .
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failure 02
T A -7 AUC 95% CI HURE KRR 0 02 04 06 08 1.0
IL-18 0.753  0.699~0.867 0717  0.519 1R SHE
IL-27 0771 0.710~0.881 0762  0.586 1 T i 2%
ST2 0.742  0.638~0.845  0.630  0.506 Figure 1 The prediction curve
IL-18+IL-27+ST2  0.806  0.714~0.899  0.848  0.709
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P BE 2018 4F 6 F 2 2020 4F 6 J UIA 9 75 6] HAP 5 % (HAP 41) 5 60 ] [a] 399 4 FE (R A & (IE % 4) .
HAP AR H 955 08 7™ SR B 7 R i 4 (n=53) S EEAE 4L (n=22) 5 LA 52 PR3 7 0100 05 1 R Ak v, 7776 A
FHRRHH (n=60) ,FET-BE NN EH (n=15) . #5211 T MLCK ,E-cadherin . B-catenin % #%f mRNA
ik Je C [ 4 H (CRP) E# i (AMY ) L H il =5 (TG ) KP4l . #F 58 4 4 1l MLCK | E-cadherin
B -catenin 5 Ifil & 8 A5 AU &, IF:%) MLCK | E-cadherin & B-catenin 3¢k Fitill HAP il J& (19 4 {8 7547 52 328
F TAEERE M 2 (ROC) 43 Hr, S8R =40 4& 1l MLCK . E-cadherin . B-catenin A1 % mRNA 23k &
CRP . AMY TG /KF-: B >3 AE 4> 1E 8 4, 22 R A Gt 08 L (P<0.05) . R 420 MLCK .E-cadherin .
B-catenin i X} mRNA F ik I CRP . AMY . TG /K- i K T A R4, 2 724 8012 5 XL (P<0.05) o
HAP % MLCK . E-cadherin % B-catenin 43 %] 5 CRP.AMY & TG £ iF #1¢ (P<0.05) . MLCK 2% 1t
93.33% , 1§ 5% P 86.67% ; E-cadherin U 1 86.67% , 5 5 1 86.67% ; B -catenin B I 80.00% , 4% 5 1
93.33%. it ARRTH I HAP M35 4MA 1. MLCK . E-cadherin . B-catenin &35 7] 1 B HAP 3 95 1% /™ &
FREE A4 HAP HE W5 B TS 45 o

[EEIA]  2MBRAE,; RIRIE ; DIERE (A ; E-SREA; B-EHEA

MLCK, E-cadherin and 3-catenin levels predict the severity and prognosis of hyperlipid-
emia acute pancreatitis

LIU Lina', GUO Ruifang®*, LIANG Yonggang', DONG Li’

(1. Departmment of Emergency, Inner Mongolia People’s Hospital, Hohhot, Inner Mongolia, China, 010017;
2. Departmment of Clinical Nutrition Center, Inner Mongolia People’s Hospital, Hohhot, Inner Mongolia,
China, 010017; 3. Department of Oncology, Inner Mongolia People’s Hospital, Hohhot, Inner Mongolia,
China, 010017)

[ABSTRACT] Objective To investigate the clinical value of levels of early myosin light-chain kinase
(MLCK) , E-cadherin and 8-catenin in predicting the severity and prognosis of patients with hyperlipidemic
acute pancreatitis (HAP). Methods 75 patients with HAP admitted to the hospital between June 2018 and
June 2020 were retrospectively analyzed, and they were divided into the mild group (n=53) and the severe
group (n=22) according to the severity of disease. Another 60 healthy people who came to the hospital for
physical examination during the same period were selected as the normal group. Taking the prognosis during in-

hospital treatment as the standard, the surviving patients were classified as a good group (n=60) , and the dead
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patients were classified as an unfavorable group (n=15). The fluorescent quantitative polymerase chain
reaction (qPCR) was used to detect the relative mRNA expressions of MLCK, E-cadherin and {3 -catenin in
peripheral mononuclear cells. Immunoturbidimetry was applied to detect the level of serum C-reactive protein
(CRP), and EPS substrate method was used doe detection of serum amylase (AMY ) level and glycerol kinase
method for serum triglyceride (TG ) level. The correlation between peripheral blood MLCK , E-cadherin and
B -catenin and blood indicators was observed , and the value of expressions of MLCK , E-cadherin and
B -catenin in predicting the prognosis of HAP was analyzed by receiver operating characteristic curve (ROC).
Results The relative mRNA expressions of MLCK, E-cadherin and 3-catenin in peripheral blood and the
levels of CRP, AMY and TG in the three groups: severe group > mild group > normal group, the differences
were statistically significant (P<0.05). The relative mRNA expressions of MLCK, E-cadherin and B -catenin
and the levels of CRP, AMY, and TG in the good group were significantly lower than those in the poor
group, and the differences were statistically significant (P<0.05). The relative mRNA expression levels of
peripheral blood MLCK, E-cadherin and 3-catenin were significantly lower in good group than those in poor
group (P<0.05), and the levels of CRP, AMY, and TG were significantly lower than those in poor group (P<
0.05). MLCK, E-cadherin and B-catenin were positively correlated with CRP, AMY and TG in HAP patients
(P<0.05). The ROC curve results showed that the cut - off value, area under the curve, sensitivity and
specificity in predicting the poor prognosis of patients with HAP were 2.22, 0.882, 93.33% and 86.67% of
MLCK, and were 1.99, 0.851, 86.67% and 86.67% of E-cadherin and were 1.65, 0.809, 80.00% and 93.33%
of B-catenin. Conclusion Preoperative detection of the expressions of MLCK, E-cadherin and 3-catenin in
peripheral blood of HAP patients can judge the severity of HAP patients and can be used as predictors of the
prognosis of HAP patients.

[KEY WORDS] Acute pancreatitis ; Hyperlipidemia ; Myosin light-chain kinase ; E-cadherin ;

B-catenin

APEBOIR SRR LW B — Sy
AR 2 i R R I X ELPE T R - !
B, BRE KRB AV R RO IRE S 11 R

FEAR v N L AE 1 S B R 9% (hyperlipidemic
acute pancreatitis , HAP ) 4§ [l Il B 7K 32 /= 1 o i
i = 5k H il (Triglyceride , TG ) # 7K fiff % K = 17 55
i 2 , A7 e A2t 1 S 0, DA o B R R IR 3
Y 2 S E L 5 A PR 5 | A 1 2 M TR B AR A L
HAP i 5 3 X & BT & E T 2 WK 4% 6k
7% 1 (Myosin light-chain kinase , MLCK) J& /7 1£ T
ATl L2 A 5 AR LA B v B S R, TR 2 Rl
W RA SR ETRSIEEEMNY . E-SEE N
(E-cadherin ) 42 55 1< 5 %) 40 it 5 26 08 & 11, AT AR
AH S8 20 ML T W RS e 1Y 3 2 0T 4 Hr 2 2S5 R 58
B, B-EM A H (B-catenin) & — M ZIIREE
A I S A4 X 4 B A A5 S A S, ISR
9T e B = - 7E HAP B s & e kg vh
REIEZEIER BT, A 5T X HAP &
# K. MLCK . E-cadherin 2 B-catenin A1 X} mRNA
FARPEATRN , B AR S B R
KGR BRBEWT

PEHC N 0l B IG IX R E B 2018 4F 6 H &
2020 4% 6 H WA 75 41 55 i M AE 1 2o F iR 2R iR
H o HAP 4L, 5 48 B, £ 27 6] ; S H 41 (54.43+
9.86) % . S W HE22 KoK BE 9 IR IE
H (n=53) : To#F B =l 5 J5 ¥ I K AE ; HAE A
(n=22) : B4 B = oy 55 & I K AE . AR
#E : OHAP 4 B35 75 & Ch B 2k AR R 1236 48
B (2013 4F | g ) )" v HAP M 12 W7 s @ &9k
i) <12 h; B A B §il A& 28 el AT 5 97 1 3 s
DR TE R EAE W B s @A A I Al AR 2 o
R o HEBR AR - O A % M i i R4
Q@ & I 7™ RS Pl s 1 BB B4 T i 7L B
I R 00 A0 58 5 5 (D IR VR M R T RS R A AR
%Ko HEPE 60 i [7] 1 K BE AR A o IE R 4L, 5 36
B, L2 24 4] ; 7Y 4% (55.82+10.14) % . PId]—
BB RS, 22 7 RG24 L (P>0.05) . ASFF
R LB R 2F B it i, 2 S KR
Pys B s R
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WIRZS
MLCK . E-cadherin } B-catenin £l

HAP 4 F ABEJ5 5 — K52 LW 4l TR
2 KA LSS K 4% 5 mL, 43 B B A A IS
PEHLUE RNA B RNA [ F% 5% 8 ¢cDNA, & it514)
F£%1 ,MLCK I3 :5-CGCCACTTCCAGATAGAC
TAC-3', F i :5'-ACCTTCCTCCATCGTTTCC-3',
E-cadherin |} : 5’ - AGGCTAGAGGGTCACCGC-
GTC-3', Filf:5'-GCTTTGCAGTTCCGACGCCAC
-3", B-catenin | {if: 5 -AAGACATCACTGAGCCT
CCAT-3', Fiif: 5 -CGATTTGCGGGACAAAGGG
CAA-3’, HU10 wL SYBR Premix Ex TaqIl (2x) .
5 wL 2 RNA i) 7K .3 wL cDNA . 1.6 pL 5% .
0.4 wL ROX Reference Dya Il (50x)3t:3420 nL iR &
BT 2 R A 5% =X N (Polymerase Chain
Reaction, PCR) Y (b 50 Ak R 7 B A BR T2 AL 2y
H]D) N N 444 95C 305,95C 55,60 C 34 s,
AT A0 MEA , W45 5 DL GAPDH AE R IN S i
W, SR FT 2700k RS T A% A A1 R B AS A2 4 JiEL PY
MLCK ,E-cadherin &2 B-catenin FJAHX} mRNA ik,
1.2.2 IR AR

K FH B 2 L 3o 32 A6 00 1 5 € s v 2 1 (C-re-
active protein, CRP) 7K, 5% F EPS Ji& ¥ 722 46 ) 1.
15 VE K i (amylase , AMY ) 7K S, 21 FH H- 31 35 it o2
A0 113 H ¥ =g (Triglyceride , TG ) 7K
1.3 St nhik
K SPSS 24.0 e84 ab FRELHE T 8 K

Ph(x+s) 3R AL LUBCR ] e K5, Z2 21 ] LE 3R
FHER PR 2R 7 22 53 A7, AH &A% 43 B 2R ] Perason AH ¢
RBE R 3238 AR i 26 (receiver operating
characteristic curve, ROC) 43 #7 B It 40 241 5 )
MLCK . E-cadherin } 3-catenin 35 fitill] HAP &
5 IRLEE , DL P<0.05 Fm 22 A Seit22 5 L.

2 #R

2.1 =& 4N I MLCK | E-cadherin . B -catenin #H
X} mRNA &35 8 J MR A8 5 L%

=4 #p JH 1. MLCK . E-cadherin . B -catenin #H
Xf mRNA %3k & & CRP,AMY . TG /K. # JF4H
SEBAEA>ERA, ZE5 WA S IT¥E L (P<
0.05). WLFE1,
2.2 RIAIFH 54N R 450 1l MLCK |, E-cadherin
B-catenin AHX mRNA Fik K MR8 5 b5

K %20 41 J 1. MLCK | E-cadherin &2 B-catenin
FHXT mRNA Fih w0 E TR R4, CRP . AMY
K TGKFHBEMT AR, ZRHAGITEE
M(P<0.05), W32,
2.3 4} I MLCK | E-cadherin . B-catenin 5 [fil ¥
FEPRIYE R

MLCK 5 CRP, AMY } TG £ IEF #f ¢ (r=
0.538. 0.459, 0.564, P<0.05) ; E-cadherin 5 CRP,
AMY } TG & 1E # 2% (r=0.524, 0.442 , 0.544., P<
0.05) ; B-catenin 5 CRP . AMY } TG £ IFAH X (r=
0.496.0.425 .0.517, P<0.05) ,

*1 =£H4ME I MLCK.E-cadherin. B-catenin ¥ 3 mRNA RiALLER (v+s)
Table 1 Comparison of relative mRNA expressions of MLCK , E-cadherin and (3-catenin in peripheral blood among the three
groups (x+s)

4151 n MLCK E-cadherin 3-catenin CRP(mg/L) AMY (U/L) TG (mmol/L)
1EH 4 60 1.00£0.11 1.00£0.09 1.00+0.08 6.73+1.73 83.14+10.18 1.02+0.33
Lz nedil 53 2.14+0.32° 1.87+0.29" 1.68+0.28" 101.26x10.54" 688.85+62.34" 15.54+4.28"
FEAEL 22 2.36+0.30° 2.03+0.22° 1.81£0.22" 114.52+11.02° 732.17£66.57" 19.51£5.13"

F1{y 408.849 319.720 210.557 2527.230 2799.188 368.727

P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

S IE A R, "P<0.05 ; 5 AE A H#L , °P<0.05.,

*2 RWFAHAS5TRASMNEIM MLCK.E-cadherin. B-catenin ¥ X mRNA 3% K & ISFREEEE (v +s)
Table 2 Comparison of relative mRNA expressions of peripheral blood MLCK , E-cadherin and (3-catenin and blood indicators

between good group and poor group (x+s)

21 5 n MLCK E-cadherin B-catenin CRP(mg/L) AMY (U/L) TG (mmol/L)
RAr4H 60 2.15+0.25 1.87+0.24 1.66+0.23 101.52+8.86 688.14+58.45 14.6623.39
ARY 15 2.42+0.22 2.10+0.19 1.94+0.18 119.68+9.03 755.21+60.68 24.88+3.15

tHH 3.825 3.445 4.383 7.074 3.946 10.583

P{H <0.001 0.001 <0.001 <0.001 <0.001 <0.001
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2.4 4} JH Il MLCK . E-cadherin , B -catenin T 0l i
Je R

ROC £k 45 58 /% : MLCK #U# M 93.33% , 4
5t 86.67% ; E-cadherin {81 86.67% , 5 5 1
86.67% ; B-catenin U 80.00% , 15 5714 93.33% .
WFE3 1,

% 3 4MAEM MLCK . E-cadherin, B-catenin 5 HAP && Tl
JE T R BE
Table 3  Efficiency of peripheral blood MLCK, E-cadherin

and P-catenin in predicting prognosis in patients with HAP

HUSHE RERtE 2%

ShR - i ) .
Ei=2N Cut-off AUC (%) (%) Je¥¢ 95%CI

MLCK >2.22 0.882 93.33 86.67 0.800 0.712~0.970
E-cadherin >1.99 0.851 86.67 86.67 0.733 0.674~0.954
B-catenin  >1.65 0.809  80.00 93.33  0.733 0.624~0.929

100
— MLCK

— E-cadherin
— P-catenin

80

100- % FE
5 2

154

0 20 40 60 80 100
100-455#4F

B 1 ROC #&53Hr
Figure 1 ROC curve analysis

HAP B35 It B 4E TG 2, 5 I e .
PR 5 R, W5 R , HAP B R iE B i,
AT 55 IR ORGS0t AR A% X T, PR ™
RS TG /K FEAH5E, bl TG /K- X HAP &
FHHIRIT 5P R B EEAEH

AHFFE &I HAP (835 1940 & 1l MLCK | E-cad-
herin , B-catenin A X} mRNA ik i & CRP ,AMY ,
TG /K- LA EE 2H d5 ey, FRIE IR 2, IR W A A
UL HAP (835 1 2 5E 5 AR 7K P E & AN &,
H Bl 1% ™ SRR BE 030, £ Wi A 2 T
P, FTFIRSE RN AL ) MLCK | E-cadherin |
B-catenin FIKFATIRSE , 15 ) =W HEFR7E HAP
W8 LIRSS Ie , SARMR S A — 3, g — 2
UEP] HAP 888 5 1E %W NI AE 27 . A5
MK 17 ™ AR B AN ) 9 R R AT X B, A5 e
i #% ™ & , MLCK , E-cadherin , B-catenin 2 A if /5
BI45E . Shi S8 FGE K B, o8 BERAST 4 e R 5
2P R 1S 5 B DR 19 R ik
B 55 IHR LG il MLCK #5216, il
WLEE i 22 m AN A T, WLBh 3 15 LR R 1 40 A

AR, R )3 57 PR BG N, 4 257 e ) fig A2 B i
o E-cadherin 7 2 Fi [ Kl L 92 Rk |
BB T b R AL RE BN AE 7 b e A K
PR AT A S W R R R, L
SIS 1 i 1 o R o 51 BB 7 VN T3
RS S IR A0 L X S0 B, A i R M A R 1
MRS HLAE R, FET B 1Y CRP 45 RAE
febr il A RE , HIRA R iY U B 5
RS R, SRR R, AR E L
K 4241 40 8] 1fit MLCK | E-cadherin | 3 -catenin 4
X mRNA RFEH B ERTARY, X 5F2R
SE PR F- AT 38005 B-catenin, 1M} E-cadherin/catenin
AR, AR LRGP fe , 40z 18]
HEARWTIT I TE 4l r iR 8 ) SR 2B R R A
K5 [mlBs, 20 i R) 58 25 e FE D Re b W, B sh B
FFHHES , AT B MLCK 2R IAREAIK

AR5 A & B MLCK |, E-cadherin | B-catenin 4
5 CRP.AMY TG % IEAH K , §i B MLCK | E-cad-
herin | B-catenin 5 A& 4 K | i fg K % VIAH G,
il 73 ROC 4k & B MLCK ,E-cadherin A B-catenin
T HAP (835 Fil 5 i BU SR et s . XS
SR AE S5 A B 5T A — 2, 2% B MLCK | E-cadherin
M B-catenin 7] JE 45 HAP f4) 7™ 55 2 5, X i HAP
BE TG AR S Z A

2 ik, #b# 1. MLCK  E-cadherin . -catenin
FIR AT VE R HIWT HAP B35 916 ™ SRR BE AR, ib
AIYESA T HAP £ 15 1 48hn , AT HAP &
# 1) MLCK . E-cadherin , B-catenin 2 ik 1] P-4l B &
TG AilE R SRR I S8t S Ml

SE
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miR-449a 55 miR-19b-3p TE VR EE S AU R
I K AR B AS I i

BX#HET RER e FEE

[(# Z] BM %% miR-449a 5 miR-19b-3p 7£ 2 PE A FE A A ORI 19 7K 728 £k K A il
o Frik  EEUERIL TP ERE 2019 45 8 A Z 2021 4E 8 A 116 {4l 2 1 IR #5508 4 /5 A WLgE 4, 73 ik B )
] 58 11 ft HE A 1 g o BRZEL , L 9 201 1M1 3% miR-449a . miR-19b-3p 7K, WEL AL 474 ABURIG ST ,
AW EE ZH A AR R A AU IS 12 h I35 miR-449a . miR-19b-3p /K-, X LA [6] 38 I 28 2 116 R 6kt
I ABCHEH )5 L7 miR-449a . miR-19b-3p /K-, 43 H7 1L ¥ miR-449a . miR-19b-3p X 5 114 52 1 K $5 1)
M, R WEELITE miR-449a (K T % IR ZH , miR-19b-3p & TXF M4, 22 54 G 127 8 L (P<0.05) 5
WL A ABUREJG 12 h I3 miR-449a 5 T ABUHT, miR-19b-3p I8 T/ ABURHT, 22 5 A it 5 X
(P<0.05) ; TG A B A ABUR S 12 h I 1 miR-449a X T W5 B 43, miR-19b-3p & T UG BLI i
H L EFA G EE L(P<0.05) s RAE AT 5 12 h 1ML # miR-449a . miR-19b-3p & 15 B8 A4 M A%
Fik 5k, M miR-449a HUMIR I8 T BTG A KW OR h 7.619, miR-19b-3p HLH 57 33K T 8L TG
AN OR 4y 3.800, 9 4 R A7 AR I 2 1 0] 28 BAEFH OR 24 20.583 , v 4 2.265, S UCHI A HY 5 £ A B
Jii 12 h I3 miR-449a . miR-19b-3p P 3 1A HUM 5 A B A9 AUC i 0.892(95%CI : 0.821~0.942 ) , B i £
FWI& b T (P<0.05) . 4518  miR-449a 5 miR-19b-3p 76 & PE KA 5E B 5 5 50 3256, I AU
S S SURG I 79 3 7K S AR A 10000 90 AN S ) Al B A%

[EiA]  2MEmMsise; /ir AU /) mRNA-449a; f#f/)s mRNA-19b-3p

Changes and detection values of miR-449a and miR-19b-3p in acute cerebral infarction
before and after interventional thrombectomy

SHENG Wenganjun*, JIA Ruofei, ZHONG Jinhao, DENG Dexian

(Department of Neurosurgery, Foshan Hospital of Traditional Chinese Medicine, Foshan, Guangdong,
China, 528000)

[ABSTRACT] Objective To explore the level changes and detection values of miR-449a and miR-19b-
3p in acute cerebral infarction before and after interventional thrombectomy. Methods A total of 116 patients
with acute cerebral infarction in Foshan Hospital of Traditional Chinese Medicine from August 2019 to August
2021 were selected as the observation group, and 58 healthy subjects during the same period were selected as
the control group. The serum levels of miR-449a and miR-19b-3p between the two groups were compared. The
observation group underwent interventional thrombectomy, and the serum miR-449a and miR-19b-3p levels in
the observation group before and 12 h after interventional thrombectomy were compared, and the clinical data
of patients with different prognosis and serum miR -449a before and after interventional thrombectomy were
compared. The effect and predictive value of serum miR-449a and miR-19b-3p on prognosis were analyzed.
Results The serum miR-449a in the observation group was lower than that in the control group, and miR-19b-
3p in the observation group was higher than that in the control group (P<0.05). Serum miR -449a in the

observation group was higher than before interventional thrombectomy, and miR-19b-3p was lower than before

AR B AL T A AR B E S AATRA 27 (20200301)
A A4 ol T P E TRAY 2291, T AR #hab 528000
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interventional thrombectomy (P<0.05). The serum miR-449a of patients with poor prognosis was lower than

that of patients with good prognosis at 12 hours after interventional thrombectomy, and the miR-19b-3p was

higher than that of patients with good prognosis (P<0.05). According to the mean expression of serum miR-

449a and miR-19b-3p at 12 h after interventional thrombectomy, it was divided into low expression and high

expression. The OR of poor prognosis caused by low expression of serum miR-449a alone was 7.619. The OR

of poor prognosis caused by the high expression of miR-19b-3p alone was 3.800, the positive interaction of the

two was 20.583, and the y was 2.265, which was a submultiplicative model. The AUC of serum miR-449a

and miR-19b-3p at 12 h after interventional thrombectomy for predicting poor prognosis was 0.892 (95%CI
0.821-0.942) , which was significantly better than that of the two alone (P<0.05). Conclusion miR-449a and

miR-19b-3p are abnormally expressed in patients with acute cerebral infarction, and early detection of their

levels after interventional thrombectomy can be an important auxiliary way to predict poor prognosis.

[KEY WORDS]
mRNA-19b-3p; Prognosis

0 i A 2 I DR 5 UL A 2 B L 22 FR ik
P2 G I0AS TR B8 I B8, AT /8 R % R B R
FAET R AR AR A, H 25 O R R A A 7 A
FEPRZ —, Biin o IR HA, #Rik
A TE 2R ZEIG T A W] AR 3 (HIZYT A
A7 B S R A P, AndE il D R E H L & e [R) 1
S WFSRUESE , A ABURE AR TE S I A 2 i
28 ) e RN TS ok Th RE AR AT B E AR AL . U
RNA-449a ( microRNA-449a , miR-449a ) J& miR-449
K E LN, A S 5 A T LA e A
AL S 5 RAETEEE KA KRS . 18/ RNA-19b-
3p(microRNA-19b-3p, miR-19b-3p) 5 # 2 I g %
it 0 0 % DI AH OC , §IA S AT A R i2 W i 4 A8 1Y) A
YIrFdR bR s AWFIE T, B A I R
BRI S R . ST

1 #RE5HZ®

1.1 — R

e LT EE B 2019 4F 8 A & 2021 4F 8 H
116 3] ZoPE i A 50 £ 3 VR o g, Hoh B 63 ],
2 53 1], B4R (59.13+6.28) % . 5 3% I [w] A
58 il ekt J3E 1A RS 5 A S kit R4, Hep 3B 33 8], £e 25
], - HIAE IS (58.3946.05) % . PILHARE IS Ik i) 45
— BRI 22 R G T E L (P>0.05) . AWF
FARBECHZ B AL,
1.2 R
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WibR ", B3 B AR AT AU ARG
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7, S 5 AT A e 52 AT ST AH OCR YT 5 @)% IR
ARG A5 TR AR W IE % s PR AR SRR
HAE ARG, B TT RS K 1o HEBRAn U
OFEA i i 2 s QA e BB s OFFE
HOG A5 i A P96 5 00 8 I A IR T 5 (DT W3 Iy
FU Lt s QREAAEAERGE PBs NI BRAFBOR & 5
©-0> JIF VB S5 A 2 2™ D) e S s OFFEAE
MABRRARZE R ;@) T2t E L # .
1.3 ik

WA 17 ABUE ARIGYT , RJE ¥ 45 T4
ANBR IS B G R P R A LA 3L
1.3.1  miR-449a . miR-19b-3p /K 461 5

TXPRRAHABE M H WAL A A BT A A
U J5 12 h RAEVE IR 2SI # K i 4 mL, SR FH 250
HLLA 3 000 r/min 1) 3 22 2.0 40 3 10 min, 2.0 F
%R 10 em, B LW, RAFE T -T0CIKH N, FF
Ko 5 4N 24 00N A L5 REAS vh R A7 24 M, R
H 2€ [# Invitrogen 2% ®] [ Trizo i 7 & #& Bt &
RNA, 2 J5 F) H 3¢ [ Invitrogen 23 &) i 48 4h 5360
FETFINE RNA ¥R, B A5 4% J5 R H H 74 Takara
8 A SR SR & A B DAL RS2 9O
T A E UV 2 (qT-PCR) #4741, L U6 N
Z, i il TAY) TRABRA 64 5195,
miR-19b-3p W 244 : 94C 3 min, 94C 45 s, i
& 55 ~59CHE 1 30 s, 72CIEH 1 min, 40 MEEE ;
miR-449a )W 24 : 95 C AL ME 2 min, 95C7E
15s, 600C ZEfii 30s, 40 G, SR H 2 315
miR-499a . miR-19b-3p FAAXT ik 2,
1.3.2 M A ik

B 17 30 d, VL 2k B Rankin i % (Modified
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Rankin Scale, mRS) "/ 4K 95 J 5 s 1% Il , <2
G HIE RIS RAF,>2 0 FE NG AR
1.4 G5
SF G F AT SPSS 22.0 A PR , %R
Ph(x£s) F3A8 , SR FHA ST AREAS ¢ K 56 5 11807 R
n(%)FoR, YR i A BAEH 280y 3 Hr a8 B
YER RAE AL, o y=B./B. , B BN S HAFE
B Il R ER, B B PR 3 A TR R B, Y y<d
IS A A AR, 24 y>1 B S E RS2 HAEA, Y4
v=1 B JCAC BAEH s 422 BAEH OR KT W 5 [H
% OR {H I T FRIT Ay B AR B AY | /N T Bl PR 2R
OR (H A FRI AR AR AL, 55 T P ol [ R OR
(B A IR A1 R SR AR AR s TN (ECR FH 320 T
YERFIE (ROC) fh e 4341 , 15645 il 52 i Logistic —
JCIR LG, 3R [T T AE R Logit (p) , 4 HoAE Ryl
SAGER AR, P<0.05 RHZERAGITEE X
2 FR
2.1 P4 I miR-449a . miR-19b-3p /K- HL 4
NEZZHIYE miR-449a {IK T B4, miR-19b-3p i
TXRRAL, =2 R A5 L (P<0.05) . W&,
F 1 FAME miR-449a.miR-19b-3p 7K F (x+s)

Table 1 serum levels of mir-449a and mir-19b-3p in the two

groups (x+s)

20 n miR-449a miR-19b-3p
UK =24) 116 1.14+0.28 11.28+2.61
X AL 116 2.060.47 5.12+1.54

tH 16.024 16.575

P1E <0.001 <0.001

2.2 WAL A A BUR TS I miR-449a , miR-
19b-3p /KF-

WELLH A ABUFE G 12 h i3 miR-449a &5 T4
A B RT, miR-19b-3p fILF A AMUR T, 22 %A 4
JEE L(P<0.05), W% 2,

F2 WEAN NBUEHIE ME miR-449a . miR-19b-3p
KFELLE (x+5)
Table 2 Comparison of serum mir-449a and mir-19b-3p

levels before and after thrombectomy in the observation group

(x%s)
20 n miR-449a miR-19b-3p
I ABURTT 116 1.14+0.28 11.28+2.61
ARG 12 h 116 1.38+0.22 9.75+2.03
i 7.259 4.984
PH <0.001 <0.001

2.3 ARG B I R TORE R A AU RIS I
miR-449a . miR-19b-3p /K F-

BEDT 30 d, Tom I 7 o AN ) T S0 AR
PSR s AR e ORI A A IR L
miR-449a ,miR-19b-3p /K25 7 I 48 127 L (P>
0.05) ; U A K8 Ko 2= TR IHE (DPT) K T
Wm R4 8 A AU AT NIHSS P23 & T BUR
RAF R A ABUR S 12 hoIfil 74 miR-449a fi§ T il
Je R AF B, miR-19b-3p i T HUS RAF B, 25
G L (P<0.05) ., L3,

®3 AREBUGEERAFEHR N NREHETE MiF

miR-449a . miR-19b-3p 7K FEb 3 [1( %), (xxs) ]
Table 3 clinical data of patients with different prognosis and
comparison of serum mir-449a and mir-19b-3p levels before

and after interventional thrombectomy [1n(% ), (x£s) ]

WEAR A RAr
Rt B BE up P
(n=28) (n=88)
AR () 60.03£6.14  58.84+6.69 0.836 0.405
4531 0.119 0.730

% 16(57.14)  47(53.41)

© 12(42.86)  41(46.59)

W2 AR 5 0.251 0.616

H 8(28.57)  21(23.86)

Jo 20(71.43)  67(76.14)
KIRETANE DPT(h)  8.02+1.16  6.89+0.93 5.264 <0.001
I ABURRT NIHSS PE4F 15204235  12.37+2.08 6.075 <0.001
AR ER (O 2.3120.58  2.18+049 1.169 0.245
1L miR-449a

A AT 1.10£0.26  1.15+0.30 0.792 0.430

ARG 12 h 1.21+0.18  1.43+0.24 4.462 <0.001
1fiL 7% miR-19b-3p

A AT 11.63+2.44 11.17+2.16 0.951 0.344

MABURF 12 h 11.39+2.35  9.23+2.07 4.653 <0.001

2.4 [iL7% miR-449a . miR-19b-3p ik /K 3% Fil J55
38 5 AR 53 B

MRAE A ABU 5 12 h L% miR-449a . miR-19b
S3p RIKBIEC R T, s AR IR HERE . MW
miR -449a AKX T BCHUS A R OR
7.619, miR-19b-3p Hlt /5 & 5 Fr il Jj5 AN R 1Y OR
k1 3.800, Wi [l B AF7E R, 22 HAEH OR 4 20.583,
v N 2.265, #7517 miR-449a £ F ik 5 miR-19b-
3p (R FRIAE P A R 2 1E 17 22 B AR (P<0.05)
20.583<3.800%7.619, #& 7~ IfiL ¥ miR-449a i FK ik 5
miR-19b-3p /5 5 H AR, WL 4.,
2.5 [fiLy miR-449a . miR-19b-3p F T i 16

ROC i1 £ 70 1 , /- ABUKR J5 12 h IfiL7E miR-
449a R TN T )5 A R A9 AUC 2R 0.775(95%CI
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&4 IMiE miR-449a, miR-19b-3p Xt HUFHI X BAE A7

Table 4 interaction analysis of serum mir-449a and mir-19b-3p on prognosis

miR-449a miR-19b-3p BUGA R (n=28) UG R4F 8% (n=88) OR fH 95% CI P{E
[SE S0 IRk 2 38 1.000
(SRS [=ESIN 5 25 3.800 0.683~21.131 0.127
K=k S 8 13 7.619 1.775~32.699 0.002
ik [ S 13 12 20.583  4.057~104.428  <0.001

0.688~0.847) , miR - 19b-3p FA 7l T 101 5 A R )
AUC 4 0.751(95%CI ; 0.662~0.827) , P # B & T
ia A R # AUC 2k 0.892 (95%CI: 0.821~0.942) ,
B AT W s B (P<0.05) . WL 5 1,

*5 IMiE miR-449a, miR-19b-3p il T/ M (&

Table 5 Predictive prognostic value of serum miR-449a and

miR-19b-3p
s AUC  oswcr  fn CUBEE RESHE L
(%) (%)
miR-449a 0.775 0.688~0.847 1.25 67.86 80.68 <0.001
miR-19b-3p 0.751 0.662~0.827 10.68 71.43 75.00 <0.001
Hﬁé% 0.892 0.821~0.942 - 85.71 87.50 <0.001

100 F
— I3 -miR-449a
— L -miR-19b-3p
— s

80 |

60 F

HUREE (%)

40|

20

0 20 40 60 80 100
HESEE(%)

1 FuHENE

Figure 1 prognostic value
3 itig

IR B, A AU AR SR I RIG YT 2P I SE Y
WETB, E AU SRR Ay R I
e, FH3E DA ZE I AS I DR S8 BRIE S i ik A B
IO gDy i 4 P R A2 Z R IR R T, A6
40% R 1A TG AR, ) 8 35 A o I i i B
PR o PR B AR R AT SR I A A AR R
T N TUS , %t B R B Bl kiR 7
Tt ARG AS R FET WU A 2

AR, ZI0H SCHGE R ), miIRNA 54 R
GERE B B E B IR G, 20V G AR AT R
miRNA 23k i 248 B 527" . miR-449a 5 miR-
449b . miR-449¢ £ H— 3 3, 7 T Cde20b %
MIEE AN & b, B R BRSO i o
PRI 5 . miR-19b-3p J&—FhAEFE 217
FE T I3 v i EL A R 4 B R 3 3k 1 3R R A /N 4y
Fo AWFFREE R R, WER AL LT miR-449a fik T
X BEZH , miR-19b-3p 15y T X B4, 5 o5 AR 55

AL ISR A B —% . 18] miR-449a . miR-19b
SBp S5 IS kA R . — T s SL
WESE, miR-449a 22 5 20PE i A8 58 1 4 FHAIL 2
i 38 2 {1 2 T8 Bl i 2R 2 SR A1 AF G 400 Bf 3 9 LR T
TRy 5 i 2 4 5 E S g 2 A, DT A T 4 6 i
U2, miR-19b-3p W2 iy T Ry 0 Ao 2H 2 42 5%
Tt i 12 ol Bk 4R35 2 IR T 1o 238 I NS S5
HR IR KT ) A B R i e S 4 i H
FIRAKE R 2 7R 2RI & AR T R R
PEHEME T AR FEA Bon , MR A A B 5
12 h IfiL 7 miR-449a & T AR T, HiG A B B
FART WG B 8 miR-19b-3p 1K T/ A B
HE, TG A REE & TG R, 7T UL miR-
449a . miR-19b-3p 7K V- 764 A Bk J5 H B EH & 2l
2, HX WS 16 00 EE s . st R, 25
I AR Ji5 1R 4 B D R, PAT 2 i 7 K A2 i
iy 2L 25 0 3 ot AL 2 i 4 20 9 RE S I | il R
S5 15 2 A S0, 2 D) BE B 2 TR R
miR-449a , miR-19b-3p 7 & fifi 75 J 1 2035 52 I AH
NS, H S0 TE MG R Z R B, s
XS = AR . A, AN 5 B 2 B, i
miR -449a LAl fIG 2 35 T BT S5 A R OR
7.619, miR-19b-3p HLl /55 2 3k T BUHE A K1Y
OR 4 3.800 , P 4 [l N A7 7E I 52 1F [0] 58 B AR OR
4 20.583 , 15 B miR-449a {IX 3¢ 15 2 14 5 miR-19b-
3p o 2% IR TE SPE AT BE 2 A K R K T A3 0ot
i v () VR 80 , 57 I DR AT 3 A 000 7 5 A
PR AR AR FE A A B I A8 7K AR Ak A o 1 5 7
Je B T

BEAI , ASHBIEFE A 1 223845 BT 1L 78 miR-449a
miR-19b-3p X S0P ki A FE A AR T J5 %) T 0 4
B, 5 0L R 30, 2 B 0 1005 N R AUC 5
K 0.892, BH g AR 1 9 5 B T

ZE L ATHL, S A A R miR-449a S AILER
ik, miR-19b-3p &t & 3Rk , W4 [A] I AE7E IS HA T
] 52 BAEFH , A A BUR: J5 B 1A I 5 25 7K SF AT AR
R TN UG AS KA B R



856 - TSR AE 202245 A

14t Hs5 T Mol Diagn Ther, May 2022, Vol. 14 No. 5

Sk

[1] LiG, Han C, Xia X, et al. Relationship of uric acid, C-reac-
tive protein, and N-terminal pro-B -type natriuretic peptide
with acute cerebral infarction[J]. Rev Assoc Med Bras (1992) ,
2021,67(11) :1639-1643.

(2] FE2N G2, R, A L OB A/ 5 AR 1 I
FOARL DA e i T 8 2 O A Ve I AR ZE BUS ML LT ). 2 e
B £ %, 2020,46(1) : 66-68.

(3] ZERESL, YL, B fE3R Solitaire AB SZZEHLIR A A Uk A BX
BRI IT AME IR SE R IR ROFTE [T ). R T AR 200k,
2020,29(5) : 389-392.

(4]  F—8, 5" M N AR IS 4 2 ZUR 2 5 g )
T A X 2 i A A A8 A 1 B KA AR SR [T ). S Tl IR
BEZi%%k, 2020,24(3) : 16-18.

[5] CaiY, Jiang C, Zhu J, et al. miR-449a inhibits cell prolifera-
tion, migration, and inflammation by regulating high-mobili-
ty group box protein 1 and forms a mutual inhibition loop
with Yin Yang 1 in rheumatoid arthritis fibroblast-like synovi-
ocytes[J . Arthritis Res Ther, 2019,21(1) :134.

[6] SagirF, Ersoy Tunali N, Tombul T, et al. miR-132-3p, miR-
106b-5p, and miR-19b-3p Are Associated with Brain-Derived
Neurotrophic Factor Production and Clinical Activity in Multi-
ple Sclerosis: A Pilot Study[J ]. Genet Test Mol Biomarkers ,
2021,25(11) : 720-726.

(7] WARESSMZ Iy, PAREE 2 2P 20 2 7 23 i Il
R, PR B M T o O S PR L A A P
. [ St M i A b LT 0L I AT G 2018

[10]

[11]

[12]

[13]

[14]

[15]

[J]. it 2R 2k, 2018,51(9) :683-691.

Liu F, Tsang RC, Zhou J, et al. Relationship of Barthel In-
dex and its Short Form with the Modified Rankin Scale in
acute stroke patients [J]. J Stroke Cerebrovasc Dis, 2020, 29
(9):105033.

M 30T, W . Solumbra £ AR I T 20 KB K AT ZE 14 M
FEFEAUBR IR (49 28CR KXt 3845 13§ PON-1. BDNF /K- )
R[] R R, 2021, 32(11) : 1392-1395.
ARG 2 R GE AE L IAEAE AR I micro RNA FRik7K
SR BIUR 2R [T ] ORISR BTG , 2021, 21(4) :390-392.
PanJ, Qu M, Li Y, et al. MicroRNA - 126-3p/-5p Overex-
pression Attenuates Blood - Brain Barrier Disruption in a
Mouse Model of Middle Cerebral Artery Occlusion [J].
Stroke, 2020,51(2) :619-627.

IALAE, BT, 2L 4ETR , 4% . I miR-449a  PPAR-y /K-
55 ACT bk i A4 28 38 T0UR 1 RH SC P 43 LT 1. Mg 5 ph 28 9%
R, 2021,29(12) : 742-746.

Efe R K4 . miR-19b-3p .MnSOD .NO/ET-1 5 i
EAE I 1L PR R T AL BE [T ). 4» Fi2 W 5 iRYT ik,
2021,13(6) : 865-868+872.

Zhao J, Li L, Fang G. Salvianolic acid A attenuates cerebral
ischemia/reperfusion injury induced rat brain damage, inflam-
mation and apoptosis by regulating miR-499a/DDK1[J]. Am
J Transl Res, 2020,12(7) :3288-3301.

RN A . S B R R AT A A I T miR-19b-3p K-
SN RE A S PEOF ST [T, M B 25 445K, 2019, 31
(4):70-73.

(E#E% 851 )

[5] Nusse R, Clevers H. Wnt/pB-Catenin Signaling, Disease, and
Emerging Therapeutic Modalities [J]. Cell, 2017, 169 (6) :
985-999.

[6]  FEAGR, 2291, RPEA . MIRVER . CRP . Card9 % 1 7£ AP
B R X ). Fe W 5iRyT 4k, 2020,
12(1):99-102.

[7]  Banks PA, Bollen TL. Dervenis C, at al. Classification of
acute pancreatitis - 2012 : revision of the Atlanta classification
and definitions by international concensus[J]. Gut, 2013, 62
(1):102-111.

[8] AR E oA oA 2 2 IR 2 4L, (P A B s
TR Z 2, CPRIH L) A DL . E AR
gL T (2013 4%, B (I ). IR R AT IR 24 35, 2013,
29(9) : 656-660.

[9] Cao X, Wang H, Du H, et al. Early predictors of hyperlipid-
emic acute pancreatitis [J]. Exp Ther Med, 2018, 16 (5) :
4232-4238.

[10] LulJ, XieY, Dul, et al. Penta-therapy for severe acute hyper-
lipidemic pancreatitis: A retrospective chart review over a 10-
year period[J]. Am J Emerg Med, 2018, 36(10):1789-1795.

[11]

[12]

[13]

(14]

[15]

[16]

Jeong Y K, Kim H . A Mini-Review on the Effect of Docosa-
hexaenoic Acid (DHA) on Cerulein - Induced and Hypertri-
glyceridemic Acute Pancreatitis [J]. Int J Mol Sci, 2017, 18
(11):2239.

TR, EAR, B, 455 . E-cadherin | B-catenin , MLCK
A 8 I = TR L A DA 2 P i R 48 AR 01 K B 2 o Y
FIK KB XT]. B R #2058, 2018,27(10)
1177-1185.

Shi W, Xu C, Hussain M, et al. Inhibition of Myosin Light-
Chain Kinase Enhances the Clearance of Lipopolysaccharide-
Induced Lung Inflammation Possibly by Accelerating Neutro-
phil Apoptosis[J]. Shock, 2017, 48(3):377-386.

Sato T, Shibata W, Maeda S. Adhesion molecules and pan-
creatitis. [J . J Gastroenterol, 2018, 54(2) :99-107.
AL, T PH . L TE R RE R 11 A LCRP A PCT /K- T =5 Mg
MLAE P 2 e R R 58 ™ o R B e U Al R (L LT 1. Fric
TREEM TSI, 2021,28(2) : 268-272.

FRAE, BAAAE, R, 4% . E-cadherin Al PCT 7 J W7 £
Ji g ™ R O (E RIS [T ). A R 2R 4R A, 2020, 20
(12):1593-1595.



BT EWi SR el 20224E5 4 45144 4558 T Mol Diagn Ther, May 2022, Vol. 14 No. 5 - 857 -

Prdx 1. Prdx3 & FHAEN AL PRI 9 268 S s

Rt ER

(# E] BH Sy S FEEFE A 1(Prdx]) 23 A b A id JE i 8 11 3 (Prdx3) &
P17 B SR T Mo v 9 2R 1 DL S L S I R BRARRIE A E R . ik IR T AN IR BE B 2018 4F 7
H & 2021 4 5 #1210 90 BB N6 JR 7 64 1] 52 FEMESMME IR 56 191 I RS R 80 11 i 5
XF 4, i g e 4 4k 2 (THC ) AR 1A 5 B 3 (WB) A& = 4 b A f Y Prdx 1, Prdx3 2K 11 26 1815 0l 5F
A3 AT H S O S R R IR AR B AR O R . R IR ELORME I 1Y Prdx] (Prdx3 TR #
5 BE P 2R AR X 3 K kv T 5 A 0 B T P R R P IR, 25 A S L (P<0.05) , SR
P B B AE IR ) Prdx 1 Prdx3 25 [ #k B R SARR 0k 1 T3 IR, 2 R A G
(P<0.05) o ASTRJIE PR 73 1 K AT Tk B 45 54 8% 14 3R 0HE B F8 % Prdx 1 Prdx3 2R 1 FIME R IA R 2 F A 5
TR X (P<0.05) . 51 Prdx1.Prdx3 B 14 UF SRR PR IR b S 3 s 3858, 3F B 5 0 R A itk J o
iﬂ]*ﬁ;@,X#ﬂﬂ%*ﬁmﬁﬂ%ﬁE@i&fﬂﬁéﬁﬁwﬁr W

[X8giE] WA EAR R (15 o A SR R 2R 1 35 B0 S

Expression and clinical significance of Prdx1 and Prdx3 proteins in ovarian serous tumors
LI Shuhong*, XUE Huiying, LIU Xianhong
(Department of Gynecology, Anyang People’s Hospital, Anyang, Henan, China, 455000)

[ABSTRACT] Objective To investigate the expression of peroxidoreductase protein 1 (Prdx1) and
peroxidoreductase protein 3 (Prdx3) in serous ovarian cancer tissues and their correlation with clinical features.
Methods A total of 64 cases of ovarian serous adenocarcinoma, 56 cases of borderline serous tumor and 80
cases of serous cystadenoma diagnosed in Anyang People’s Hospital from July 2018 to May 2021 were selected
as the research objects. Prdxl and Prdx3 protein expressions in the three groups were assessed by
Immunohistochemistry (IHC) and Western blot (WB) , their relationship with the clinicopathological
characteristics of ovarian serous adenocarcinoma patients was analyzed. Results The positive and relative
expression levels of Prdx1l and Prdx3 proteins in serous ovarian adenocarcinoma were higher than those in
serous ovarian tumor and serous cystadenoma (P < 0.05), and the positive rate and relative expression levels of
Prdx1 and Prdx3 proteins in serous ovarian tumor were higher than those in serous cystadenoma (P<0.05).
There were significant differences in the positive expression rates of Prdx1 and Prdx3 proteins between patients
with serous adenocarcinoma with different clinical stages and with or without lymph node metastasis (P<0.05).
Conclusion Prdx1 and Prdx3 proteins are highly expressed in ovarian serous adenocarcinoma, and are closely
related to their occurrence and progression, which has certain clinical value for the diagnosis and treatment of
ovarian serous adenocarcinoma.

[KEY WORDS] Prdx1; Prdx3; Ovarian cancer
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G S ) K AR TR I A AR OGS MG 2 iy N HE R
AR T W A e A A3, moli B0l s, 9
B B 1 B0 8L 09 K R 2 0 223-455/10 1
N DS R DR B B 4% I AR X T B
S iR s 1o A R DG AR A 2 AL D B AR A
IR AH G A ML R B AR S AR R 1 R R A
A4 308 3k T I IR 73 | A A B S R S A, E T
T 6 A M i o 2 R XU L i AR A AR
J5il# 2 1 1 (peroxiredoxin protein 1, Prdx1) i %A1k
Yy A Ak I8 )R T & 1 3 (peroxiredoxin protein 3,
Prdx3) &%, 767 18 26 W61 Kz 40 M ~F- 2 AL 4 i 55
BA R MIRIE AR &M H G808 1 52
M 220) 2900 0 S 301, 42 50 G1/S 0 LR A5, 158 i 200 i 1) S (A1
BETC , A2 2 IR A R A SRR g 2 B
S50 rh R R UL RSB o SR SR e s A
I ek R RN SR W B RRE L, T i — RN
Prdx1 . Prdx3 £ [ 5 B0 5408 % A2 19 56 &, AT A 9
i 1297 B IS LAl AR SE G 40 B A5 4L R E
Prdx1 . Prdx3 i [ 38 1817 0l S5 3 1 i I DR
s BRARAIE B O R, B 76 8 O M 98 09 I PR 297
UL S5,

1 BEREFE

1.1 — gk

VEHCZE PA T AN R BEBE 2018 4F 7 H % 2021 4E 5
H B2 1 O 58 28 0 1 B JR A 64 161 S8 RO
PEIEE 56 1] I W V3 IR 80 B ISR X4, B
SR s BB T Y AR (45.527.3) % sC A
B LA R iR R T B4R (44.6£6.8) % 3K
T M IR R AR T4 (44.8£7.6) % . —HL IR
B 2 F LG # 5 L (P>0.05) . B2 BEM
1 [\ =, IF 2 E B e 2 B2 v (e BF (i)
[2018] 115 ).
1.2 AHEBRARUE

AR UE O J0H At A R s @) Bk A
2255 P 2F R AT 0 Ry SR B LR kR R R
e IR I R FITAR M 2 7% 50 L Rl R )
R FRAED s QR ARG HETF AR, BEHE ARG TG™
HIFRIE ; @ B il S T AR GER 583 ©ARHTR
HEAT AT s © TCHE PRI B P9 55 A o 45 9%
Wi o HEBRARME : O AL RE MBI . QBETIAR
5 I8 ; QA7 FE 7 1ML s BE 1l D) i B0 s (A7 76 JIF 15 1
Tl S0 R G B s OFF A IR IR D B 1 ©FF

FEL Ui e B 5% O 45 32 1 AR T
1.3 e Ak e (o RN 2R 1 5T BRI S 9 U7 v

G RE AL Y € - X PR L REAS R A7 A S A 3 B
JE AT A mm LY R, B S-P kAT L a4
1, 18 — SR e A 7 A

B A BRI v 8 R AL R AR IR AT BT WO
5 R WG TIRG el 5:1, b5 T 80~
100CIHEE T 4780, iR 5 min, KRR AR 2
F A3 T K, I 45 12% B9 43 185 15 K 5% Y e i
JiE, FREIS #E4T SDS. PA GE HL Tk , #5115 5 %6 FH BSA
F A EM 2 h, B S TP % —Pi(1:1000) , —4T
TP R A B RR AR O phRE VR 2 IR K REAR
TR I LU 9B o Prdx1 ., Prdx3 & 9L
& . PV6000 i FH A —Hiil R &3 At mt k2 6
VAR KA T,
1.4 R E bR ifE

G E AL A PTG A v S vl DLy
A A € A [ s AR A0 BH 1 400 L L 497 50 4 7 )
Oy s Y e s B R (B )+ (55 (++ (R ) (+++
(58) ; Qe G M- (0%~5% ) . +(6%~30% ) , ++
(31% ~60% ) . +++(>60% ) ., (=) BI My BHPE 3k,
(+)  (++)  (+++) W ZRIRBHMEFRIE . Prdx1 , Prdx3
FEAKEE>15.0 AP,
1.5 SGiilseorik

K F SPSS17.0 Gt 8 44 i 47 B4 43 #r L it i
PORERH (2 xs) ffiid , Z 40 0] L3R 7 2550 W I
PP L LSD-t K 55 o THECF RER H n (% ) #if
wLRH KR P<0.05 FoR 25 BA S
=Y,
2 H£HR
2.1 ZHEEAH Prdx1  Prdx3 8 K E ST AT

B 55 0% W P JI 98 B Prdx 1, Prdx3 75 1 26 35 B
P 38 1 T 28 S O S R e R A 1 2 R
(P<0.05) , 3¢ S B S 3% W PE g 1) Prdx 1, Prdx3
RIS BT TR R IR, 22 5 A 4t
2EE L (P<0.05), WFE1~2, K 1~2,
2.2 Prdx1 .Prdx3 & [ B k6 45

28 SV B BT MR | O RO M B
Prdx1 £ [ . Prdx3 2 PR 3R 38 i TR PR 4
B9 (P<0.05) 5 B 5L M B 96 Prdx1 & 1 \Prdx3
B AN 2R 8 1 T 2SS O SRR VR R I, 2%
SAGIFE L (P<0.05), W33,

¢l
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F1 HAKRAF Prdx] EARIEBERLE

Table 1 Comparison of Prdx1 protein expression in tissue

samples
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S O BRI IR Prdx1 2K 1155 335 (SP, x100) ; C 2 B SL3K
P 9 Prdx1 25 15 3235 (SP, %x200) .

Bl IPEREEMEALAIRAR Prdx]l EAFKIE

Figure 1 Prdxl protein expression in serous ovarian tumor

tissue specimens
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Table 2 Comparison of Prdx3 protein expression in tissue

samples
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Figure 2 Prdx3 protein expression in serous ovarian tumor

tissue specimens
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Table 3 Comparison of Prdx1 and Prdx3 protein relative

expression levels (x+s)
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Table 4 The relationship between Prdx1 and Prdx3 protein expression and clinicopathological factors in ovarian cancer
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ELVEEL 2NN 4 2 9 BB A A I JAK/STAT 55 1l %
HOGERE TGRS

Fare xF KRy FE4 FH kR KREKF*

[ ZE] BH HITE L AR 208 B SR I Janus S5 5 75 5 5 5 500 T JAKY
STAT) {5 il i JAK1 STAT3 £k B X, Ak #EH 20164 1 A 2 20194 1 A Wbk )y 4 e i s 56
— R B 80 191 LA 2T 40 M 3 220 R A SR R A, 5 3ok B[] 0 Akt B AAAG: 2 35 IR by okt HRZH . A LA ]
Ml JAK/STAT {5 51 i v K4 K F JAKT \STAT3 A4 A E -6 (IL-6) IR IRAE IR F-a (TNF-o) mRNA
Fik, HR WL JAKI STAT3 IL-6 , TNF-o mRNA 35 /K V80 B4 5 , 22 5 A Goit2f 5 L (p<
0.05), N[ETES] AR 8 JAKT .STAT3 . IL-6 , TNF-o. mRNA 3335 Wi, % S LG22 X (P>0.05) , &
] 120 A5k L MR A 4 Lk I C B (KPR ¥ JAKT \STATS3 IL-6 \ TNF-o mRNA Rk LL#, 2
S G L (P<0.05) . JAKI STAT3 . IL-6 , TNF-o mRNA I 4512 Wr 0P 20 40 i 8 229 i AUC
0.916, 324 5 b B0 T 400 (15 I B 42 8 | 22 5 Ge it 24 L (P<0.05) 5 & B #5544 52 5 JAKT (STAT3
IL-6 .\ TNF-o mRNA ik K- BER B A B &, 22 50 80122 3 L (P<0.05) 5 5 JAKI \STAT3 \IL-6
TNF-o mRNA 21 JG Ifil 14 55 44 08 e 2 47 30 0 S AR A% JAKT \STAT3 \IL-6 . TNF-o mRNA 4 , 22 5745 5o 312
X (P<0.05), & BRI ANMNG 200 R ANE L TAK/STAT 155l f & B 1~ JAKT  STAT3 IL-6 .
TNF-o mRNA FRik 1R, H 5 ke =08 & AR BT e kit e A A2 G

[RBIR] M MIENY 20 ; AR ZEFHIF; JAK/STAT {5538 1 ; JAK1; STAT3; IL-6; TNF-a

Expression of key factors in peripheral blood JAK/STAT signaling pathway in patients
with polycythemia vera

KANG Hongyang, LIU Jie, CHEN Zhe, JI Huishu, LI Qi, ZHANG Bin, TONG Changqing*

(Department of Hematology, the First Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei,
China, 075000)

[ABSTRACT] Objective To investigate the expression of JAK1 and STAT3 in peripheral blood Janus
kinase/signal transducer and activator of transcription (JAK/STAT) signaling pathway in patients with
polycythemia vera. Methods From January 2016 to January 2019, 80 patients with polycythemia vera in our
hospital were selected as the observation group, and 35 healthy subjects were selected during the same period.
The mRNA expressions of key factors JAKI, STAT3, interleukin-6 (IL-6) and tumor necrosis factor-a (TNF-a)
in the peripheral blood JAK/STAT signaling pathway were detected. Results The mRNA expression levels of
JAKI, STAT3, IL-6 and TNF-« in the observation group were higher than those in the control group, and the
difference was statistically significant (P<0.05). There was no significant difference in the mRNA expression of
JAK1, STAT3, IL-6 and TNF-o among patients of different genders and ages (P>0.05). The mRNA expressions
of JAKI, STAT3, IL-6 and TNF-« in patients with different white blood cell counts, percentages of neutrophils
and C-reactive protein levels were compared, and the differences were statistically significant (P<0.05). The
AUC of JAKI, STAT3, IL-6, and TNF-o mRNA combined to diagnose polycythemia vera was 0.916, which
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was significantly higher than the predictive value of each indicatyor alone, and the difference was statistically
significant (P<0.05).The mRNA expression levels of JAKI, STAT3, IL-6 and TNF - « in patients with

thrombotic events were higher than those in patients without thrombosis events, and the difference was

statistically significant (P<0.05). The progression-free survival time of thrombosis events in the high JAKI,
STAT3, IL-6, TNF-a mRNA group was significantly lower than that in the low JAKI, STAT3, IL-6, TNF-o
mRNA group, and the difference was statistically significant (P<0.05). Conclusion The mRNA expressions
of key factors JAKI, STAT3, IL-6, and TNF-a in peripheral blood JAK/STAT signaling pathway of patients

with polycythemia vera are up-regulated, and they are related to the occurrence of thrombotic events and the

progression-free survival of thrombotic events.
[KEY WORDS]
STAT3; IL-6; TNF-a
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Table 1 Comparison of mRNA expression of key factors in
JAK / STAT signal pathway in peripheral blood between the

two groups (x+s)

2151 n JAK1 STAT3 IL-6 TNF-a
WELH 80  4.06+1.26 6.27+1.41 479125 3.82+1.07
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Table 2 Jakl, STAT3, IL-6 and TNF-« in patients with

different clinical data- « MRNA expression comparison (xs)
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Table 3  Diagnostic value of the expression of key factors in

JAK / STAT signal pathway in peripheral blood for

polycythemia vera

=i £

zit it LRI p gy
JAK1 0.755 0.666~0.831 5.851 1.64 58.75 97.14 <0.001
STAT3 0.783 0.697~0.855 6.788 1.54 67.50 94.29 <0.001
IL-6  0.773 0.686~0.846 6269 4.08 5625 88.57 <0.001
TNF-a  0.730 0.639~0.809 4.843 2.65 58.75 85.71 <0.001
kA2 0.916 0.850~0.960 12,702/ 85.00 91.43 <0.001
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Figure 1 ROC curve
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Table 5 Relationship between mRNA expression of key factors in JAK / STAT signaling pathway and thrombotic events in

patients with polycythemia vera
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JAK1 25.116 15.941~36.274 0.000 18.256 10.982~26.341 <0.001
STAT3 30.282 19.341~41.872 0.000 21.377 13.949~30.122 <0.001
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Application value of serum PON1, vaspin and GLP-1 in the diagnosis and condition
assessment of acute cerebral infarction

YANG Fang*, ZHANG Jiaxing, DUANMU Qinhao

(Department of Neurology , General Emergency Hospital , Beijing, China, 100028 )

[ABSTRACT] Objective To investigate the value of serum oxytocin-1 (PON1) , visceral adipose-
specific serine protease inhibitor (vaspin) , and glucagon - like peptide-1 (GLP-1) in the diagnosis and
condition assessment of acute cerebral infarction. Methods 102 patients with acute cerebral infarction
admitted to Beijing Emergency General Hospital from May 2018 to December 2021 were selected as the
observation group, and another 40 cases of healthy people with physical examination at the same period were
selected as the control group. Serum PON1, vaspin, and GLP-1 levels at admission were detected in both
groups. Results Serum PONI1, vaspin and GLP-1 levels in the observation group were lower than those in the
control group (7=10.515,34.104,27.429, P<0.05). The serum levels of PON1, Vaspin and GLP-1 in patients
with acute cerebral infarction were positively correlated with each other (P<0.05). The area under the curve for
the combined diagnosis of acute cerebral infarction with serum PON1, vaspin and GLP-1 was 0.918 (95% CI
0.860-0.957) , which was significantly higher than the diagnostic value of each indicator alone. Serum PON1,
vaspin, and GLP-1 were independently associated with the degree of disease in patients with acute cerebral
infarction (P<0.05). Conclusion The serum levels of PON1, vaspin and GLP-1 decreased significantly in
patients with acute cerebral infarction, and the degree of decrease was related to the severity of the disease.
The levels could be detected for disease diagnosis and disease assessment.

[KEY WORDS] Acute cerebral infarction; PON1; Vaspin; GLP-1
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Table 2 diagnostic value of serum PON1, vaspin and

GLP-1 in acute cerebral infarction
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Il HMGB-1.ENA-78 fll TNF-o 11 J L 2 41 i P i
RIYE P PEAL M

RMEFT KREE BEK

[ ZE] BR F0H0E S TR E -1 (HMGB-1) | FP sk 40 1% AL k- 78 (ENA-78) FI g TR 5L
A -0 (TNF-o) 72 LB A R MRS 50 7t 8 2R 7 I sl 8L BOHUIG IR B L ik 1EE20194F 1 H =
2021 4 12 A 7E1VG 48 LB R B st i) L A0 M 22 28 L 98 E I X 4, iR a4 T i B &R
I7 L AT I LIBTFRT JAITES 3.5.7 RIS I HMGB-1,ENA-78 Fl TNF-o K84k , M35 H 58 Jm # - r /35
JE P (GOS) 43 NG RAFH TG A RAL, A Fabn S s Z M m A ZAWE N E. &R HITE
AL HMGB-1 . ENA-78 Fll TNF-a 7K1 LUE IRITRT<VAYT 1 JE<IGYT 2 J<iByT 3 B, 2R A5t e
M (F=374.582, 346.976, 228.307,P<0.05), Ti)5 RA4F2H 1% HMGB-1.ENA-78 A1 TNF-o /K- YR TS
AR, ZRA G X (1=11.211,12.460,7.266,P<0.05) . ZHZ /0 W%, 1175 HMGB-1 . ENA-78
FNTNF-o 7K T e i O LTS B30T 500 2R (P<0.05) o ROC MIZR43HT s , = F A T s LiRyy
JETEAS R AL N HEBLAUC) K 0.892, i T EA AN A 1) AUC BUBEE RERE (P<0.05). 4518 BEIR
SRR AL , A PN IR 28 8 LIS HMGB-1, ENA-78 Fll TNF-a /K127 R, ELIM % HMGB-1,ENA-78 f11
TNF-o AR I LEE AN R PE AR 56 1 v 8 22 VAT SR R U A — 5 AN A

[KEIA] ST BRGEEA-1; PRI LIK-78; MEIRIEH F-o; AIRETERER ; TR

Evaluation value of serum HMGB-1, ENA-78 and TNF -« in the efficacy of children

with bacterial meningitis
QIN Qiangian*, ZHANG Yunxia, XUE Zhimin
(Department of Pharmacy, Shanxi Maternal and Child Health Hospital , Taiyuan, Shanxi, China, 030013)

[ABSTRACT] Objective To investigate the dynamic changes and clinical significance of serum high
mobility group protein-1 (HMGB-1) , neutrophil activating peptide-78 (ENA-78) and tumor necrosis factor -«
(TNF-a) in vancomycin treatment of bacterial meningitis in children. Methods A total of 98 children with
bacterial meningitis admitted to Shanxi Children’s Hospital from January 2019 to December 2021 were selected
as the research objects, all patients were treated with vancomycin, the changes of serum HMGB-1, ENA-78
and TNF-a levels before treatment, 3, 5 and 7 days after treatment were tested. According to the Glasgow Out-
come Scale (GOS) after discharge, the patients were divided into the good prognosis group and the poor prog-
nosis group, and the influencing factors and prognostic value of each indicator and prognosis were analyzed.
Results  After treatment, the levels of serum HMGB-1, ENA-78 and TNF-a gradually decreased with the
prolongation of treatment time, that is, before treatment <1 week of treatment <2 weeks of treatment <3 weeks
of treatment, the differences were statistically significant (P<0.05). The serum levels of HMGB-1, ENA-78
and TNF-a in the good prognosis group were lower than those in the poor prognosis group, and the difference
was statistically significant (r=11.211, 12.460, 7.266, P<0.05). The results of multivariate analysis showed
that the elevated levels of serum HMGB-1, ENA-78 and TNF-a were independent factors affecting the progno-
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sis of children (P<0.05). ROC curve analysis showed that the area under the curve (AUC) of the three com-

bined to predict the poor prognosis of children after treatment was 0.892, which were higher than the AUC,
sensitivity, and specificity of single detection (P<0.05). Conclusion The serum HMGB-1, ENA-78 and

TNF-a levels in children with bacterial meningitis decreased gradually with the change of treatment time, and

the combined detection of serum HMGB-1, ENA-78 and TNF-a levels has certain predictive value for the

treatment effect and prognosis of children with bacterial meningitis with vancomycin.

[KEY WORDS]

sis factor-oc; Bacterial meningitis; Vancomycin
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Table 1 ~ Comparison of serum HMGB-1, ENA-78 and
TNF-a levels in different periods after treatment (x +s)

o 1] n  HMGB-1(pg/L) ENA-7(pg/L) TNF-(ng/L)
BYFET 98 25.80+3.65 8.96x1.80  35.57+5.25
WIT 1A 98 19.98+3.25° 6.75£1.66°  29.3324.42
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BIT 3 98 13.17%2.02° 3.1820.55°  20.13%3.61°
F1H 374.582 346.976 228.307
Pl 0.000 0.000 0.000
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®2 MABRERKREXIERILE (vxs)

Table 2 Comparison of clinical related indicators between the two groups of patients (x +s)
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17 ENA-78 (pg/L) 2.98+0.47 3.38+0.63 3.440 0.000
1135 TNF-a(ng/L) 19.11%3.64 23.15+3.58 4.986 0.000

2.3 W EILBE M Z R B RIRIT A
5 A K B9 Logistic [F1H 53 #1

W B RIRIT R B A RAEN A &, 4>
WK M35 HMGB-1 . ENA-78 1l TNF-a /K F-A1E K A
A5 i, 28 Logistic 715 43 A1 A 46 45 2R 7, I 7
HMGB-1.ENA-78 Hl TNF-a 7K - T} &5 2 41 1 7 figi
i 4 LT i B R IRIT IR WU N BB fa R &
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Table 3 Multivariate analysis of children’s prognosis

HMBIFMENEEESHAEEREFERESR

Logistic regression analysis of poor prognosis after

vancomycin treatment

BES

B S-EfH Wald {8 OR1E

95% CI

PA

HMGB-1(pg/L) 0.589 0.256 5.293

ENA-78(pg/L) 1.471 0.647
TNF-a(ng/L)

1.802 1.091~2.976 0.021

5.169 4.353 1.224~15.473 0.022
0.359 0.177 4.113

1431 1.012~2.849 0.042
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Clinical observation of anlotinib combined with PD-1/PD-L1 inhibitor retroline treatment

of advanced metastatic colorectal cancer

LINa', YANG Fang', WANG Daging', CAO Shuangqing**

(1. Department of Oncology, Hengshui City People’s Hospital, Hengshui, Hebei, China, 053000; 2. Hospital
Office, Hengshui City People’s Hospital , Hengshui, Hebei, China, 053000)

[ABSTRACT] Objective To investigate the clinical efficacy and safety of anlotinib combined with PD-1/
PD - L1 inhibitor in the treatment of metastatic colorectal cancer. Methods 17 patients with metastatic
colorectal cancer admitted to Hengshui People s Hospital from February 2020 to October 2020 who had
previously received standard treatment of third-line or above were treated with Anlotinib hydrochloride capsule
combined with PD-1/PD-L1 inhibitor. The efficacy and adverse reactions were evaluated according to RECIST
1.1 and NCI CTC 4.0, and the prognostic factors were analyzed according to the follow-up data. Results One
of the 17 patients died at the end of follow-up, the remaining 16 patients did not achieve complete remission, 2
patients had partial response, 6 patients were stable, and 8 patients progressed, and the effective rate and
disease control rate were 11.76% and 47.06% , respectively. The median follow-up time was 2. 1 months. The
most common adverse reactions were hypertension (35.30% , 6/17) , fatigue (35.30% , 6/17) and diarrhea
(29.41% , 5/17). The vast majority of adverse reactions were grade 1 to 2, and no grade 4 adverse reactions
occurred. Conclusion Anlotinib combined with PD-1/PD-L1 inhibitor has good efficacy and safety in the
treatment of advanced colorectal cancer and can be used clinically.

[KEY WORDS] Colorectal cancer; Anlotinib; PD-1/PD-L1 inhibitors; Efficacy; Safety
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®1 17PIRBEERERENIRREFE (n,%)
Table 1 Clinical features of 17 patients with advanced

colorectal cancer (n,%)
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PR % 11 64.71
& 6 35.29
R (E) <60 5 29.41
=60 12 70.59
W2 S s 1 6 35.29
g 11 64.71
ot VA S 1 7 7 41.18
T4k 10 58.82
IR VA 5 29.41
VB 8 47.06
\Ye 4 23.53
MSI MSS 0 0.00
MSI-H 17 100.00
FL 2R A RAS Al BRAF 257/ %I 13 76.47
RAS 1 BRAF %75 % 4 23.53
RITHE P BREHEHR] RT 6 35.29
G e+ R A A Bk BT 5 29.42
LI Je+IA TR BR bt 4 23.53
5B e R A B 2 11.76
2 4R

2.1 IHIRITRL

17 HEERHE LT, A 16 B HEE KK
% CR. PR 214 .SD 6 4] .PD 9 5] (1 3£ 1-) ,RR
1 DCR 73 %1 4 11.76% F1 47.06% . " i PES N
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100
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€
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Figure 1  PFS curve
22 &M
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Table 3

Incidence of adverse reactions in 17 patients with

advanced colorectal cancer
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515 3 1 1 0 5.88 29.41
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B 40 L5 E 32 0 0 0.00 29.41
R 31 0 0 0.00 23.53
K% 30 0 0 0.00 17.65
A BT = 1 2 0 0 0.00 17.65
FHIK 11 0.00 11.76
FREZEAAE 2 0 0 0 0.00 11.76
1R s 52 1 1 0 0 0.00 5.88
i JIFL T I i 0 0 0 0 0.00 0.00
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Table 2  Short-term efficacy of different treatment regimens for advanced colorectal cancer [1n(%) ]

I AES n CR PR SD PD ORR DCR
LI R Je -+ 1l A 6 0 1(16.67) 3(50.00) 2(33.33) 1(16.67) 4(57.14)
LR e+ R E A BR BT 5 0 0(0.00) 1(20.00) 4(80.00) 0(0.00) 1(0.20)
2 55 JE +IA TR R B 4 0 1(25.00) 2(50.00) 1(25.00) 1(0.25) 3(0.75)
LR e+ AT 2 0 0(0.00) 0(0.00) 2(100.00) 0(0.00) 0(0.00)
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FbARL XS 2 A8 g 4 i 2 v (CIS ) JE A AR S P il 8 (SAP) I - B2 Wi iFAG M (B . ik #2018 4F
4 H % 2020 4F 4 F R ¢ PH b IX 2 BE 2 AR RHIGIA 19 155 ) &4 CIS B3 E T 9T, 4 /& 75 & 4E SAP
518 A B AL, A 2 85 1 5 I SAP, B 41 70 K B SAP, X LU P A R — REBORE BB ABE S AR
2 KM% PCT .CRP Jz CRP/AIb /K, 151 R il 5 B e 343 (CPIS ) 5 AR 48 B PR 28 20 Br 405 SR A o i)
FEFRANA £ JC Logistic [1113, 5% H person A& 4341 CPIS 5 4545 b5 e Bk , i ROC [ £ 4G ) 4% 45 A )
T SAP {8 . 4582 A ZH 4% PCT.CRP.CRP/AIb } CPIS 845 /K 3 B % T B4, 2 5 A 5t
275 L (P<0.05) . Logistic [ I 434 4% % & 7 , PCT . CRP . CRP/Alb . CPIS ¥4 SAP & 4 ¥ i 35 SCBE
Z o I R 2 (P<0.05) o Person Al ¢ 43 M 46 5 /%, CPIS #4355 PCT . CRP . CRP/AIb #§ #7534 & 1F Al
X4 (P<0.05) . PCT.CRP.,CRP/Alb . CPIS 2 i SAP ) AUC ¥k 7 0.877.0.811.0.778.0.868., %518
PCT.CRP .CRP/Alb /K - %] 245 CIS f5# & H: SAP ELA W2 Wi M (8, 764 J5 T/ it PR A 5 1
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[REIA] PSR, C-RME M HEM; S tEmise g 2l M il &

The value of serum PCT, CRP and CRP/AIb ratio in early prediction of stroke-associat-
ed pneumonia after ischemic stroke in the elderly

HU Chaosheng*, WANG Chao, WU Wenbo, NIU Dewang

(Department of Rehabilitation Medicine, Anyang District Hospital of Puyang, Anyang, Henan, China, 455000)

[ABSTRACT] Objective To investigate the value of serum procalcitonin (PCT), C-reactive protein
(CRP) and C-reactive protein /Alb (CRP/ ALB) ratio in the early diagnosis of cerebral ischemic stroke (SAP)
after cerebral ischemic stroke (IS) in elderly patients. Methods A total of 155 elderly CIS patients admitted to
the Department of Geriatrics of Anyang District Hospital in Puyang City from April 2018 to April 2020 were se-
lected for study. They were divided into groups A and B according to whether SAP occurred or not. 85 patients
in group A developed SAP, and 70 patients in group B did not. The general data of the two groups of patients
and the levels of serum PCT, CRP and CRP/Alb were detected on the 2nd day after admission, and the clinical
pulmonary infection score (CPIS) was calculated. According to the results of univariate analysis , meaningful in-
dicators were included in multivariate logistic regression, the correlation between CPIS and each indicator was
analyzed by person correlation, and the value of each indicator in predicting SAP was detected by ROC curve.
Results The levels of PCT, CRP, CRP/ ALB and CPIS in group A were significantly higher than those in
group B (P<0.05). Logistic regression analysis showed that PCT, CRP, CRP/ALB and CPIS were significant
related factors or influencing factors for the occurrence of SAP (P<0.05). The results of Person correlation anal-
ysis showed that CPIS score was positively correlated with PCT, CRP and CRP/ALB indexes (P<0.05). The
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AUC of PCT, CRP, CRP/ ALB and CPIS in the diagnosis of SAP were 0.877, 0.811, 0.778 and 0.868, respec-
tively. Conclusion The levels of PCT, CRP and CRP/ ALB have predictive diagnostic value for SAP in elder-

ly CIS patients and can be used as clinical basis to judge the disease condition in the future.

[KEY WORDS] PCT; CRP; Albumin; CIS; SAP

e 1 P % 26 7 (cerebral ischemic stroke , CIS ) &
G 1 7 1 — A, A2 st AT OB R R e
F2ZE bR Tl ot R AR | AR M 2 SRR SR AR 7 A g AR
w5 B8 BT L ik S Ak B Y B Dk o A A Ak A
X, H—ERE LR, CIS L4k
IR E LR FRE AT, DB & Z R, 0
5 7 BB o SR AR A A T G M
4 (Stroke associated pneumonia, SAP) /& 1% 28 i &
WL I R RE S AR X L O CIS o RS
22 R SAP B Wi R AP N B A [R] DG 1 9 )
C- )2 )i # H (C-reactive protein , CRP) 7K V- F} & i
N HLAAR 58 45 sl B G |, T 5% i 52 H 5 R ORE AR
55 A M (Albumin, Alb) % F T 58 HLAHE BT
5 75 BE 71, H AT CPR/AIb U AE 22 FH T 01t i 1fn &
PSR JRIE SR IR o B 4T 3 i (Procalcitonin,
PCT) 7€ 1E % AL 3 SR A, Bl Bl 21 A4
I, 22 30 7 BB G AR B, PCT ZKF- 2338
B 5EH T8 H A 28 M il R R G AR E ]
CEAESE BE H s L, 6T T 4 R R s O A
s AR g A A X 145 1 BB CE I R BT RHE AT 4
B, B TE iz B Wb SAP 1R (LR 2k 4 . #
Hr .

1 BREFE

1.1 —Bgek

TEICIE BH 17 22 BH Hi IX 22 g 4R 2018 4 4 H
3 2020 4F 4 H WA 155 Il Z4E CIS B #A1E A
TEXT G, FREA B SAP 43 A B 4, A 41 85 14
CIS 845 3L SAP, Horf 55 51 ], % 34 4], “F-34F
i (68.21£5.24) % ; B 41 70 1] f8 #& oK H P SAP, H:
H 55 40 191], 2 30 4], - H44F % (69.3124.71) %

AFRUE : OIIFFE b [ 2P bl e i A o
IR 1E T 2018)" 1 LT CIS BFH 2 WiknifE ; @4F
=60 % ; Q1 IR &Ik 8 R A Ik 7 v 5 A7 B i
J5 TAE 5 @I IR FERE Y 58388 B A B i3 A H Bl
BRI YL, A 24 h N X R B0 A% 5 HE R AR E
DA A K B B e P B0 ; @ A BE 1T A il
KRG RAEAR AR BN . R S Jm P H 48

B R A WA gt BE SRR BT R A
12 FHik

R F6 A5 2 T . A ABEJR 5 2 KiEA7 1
WFEASRAR W5 R 25 IE R IKINL 5 mL , 4 H 55
RO AE , — A T PO N — 53 55 0 I L
R ME , TE-80CHEE NARAARFIN . PCT & %
R R oy e il = SN D N RS R N
Fe A FRA ] 5 R FH A el i &l CRP AT Alb 7K
L e A ARRE R AR P gt AR
PPk i BRI P EA TR A

Il R il 30 /8% 4 43 (clinical pulmonary infection
score, CPIS) 7 ¢ ™. 7E & A B J5 26 2 Rik47
CPIS P43, EZ /AR gl h 5 A8 i
Y R EHRE R AL, BT R A T A 2R,
A3 9 53, 3R e AR R R B ™, #47<6 41
WIEE 40 A R AH =6 23 TR FE T XU 48 5 o
1.3 GEil#abH

fifi ] SPSS 23.0 B AF AT G o0 o i 8dE
PR o TE SR I, DL (2 25 ) 3R . WO 2H 8] 19 o A
B, HHEERL n(%) ik 17 255, M
KM A Pearson AHOCK S . FEMA K 3R M ZR-G 3 B
R 22 K 23k 444 Logistic 18114, 5% JT13% 45 5 18 12 1
AR S PGS o Z2WiPEAS I E 2T ROC
ST . DL P<0.05 M2 AB G L.

2 HFHR

2.1 P BAE IR RGO

P2 FR T ) AR R IR s (AR ) B IR
g S (/) LR (/G ) (BMI 35— 98 He
B EFTGFE L (P>0.05), Wk,

x1 MABE-MREABBLBER [(2(%), (x25) ]
Table 1 Comparison of general clinical data of the two
groups of patients [n(%), (x+s) ]

o ARl RS R O BMI
(B4) (%) (Frk) A (k) (kgm)
A4l 85 51/34 68.21£5.24  56/29 32/53  11/74 24.65+3.67
B4l 70 40/30 69.31+4.71 42/28 27/43 8/62 23.84+3.59

7l 0129 1.361 0571  0.014 0.082 1381
P{H 0.719  0.176 0.450 0.906  0.775  0.169

415
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2.2 W4 H#% PCT .CRP,CRP/AIb H {H 2 CPIS
TPy

A #H #3# PCT .CRP .CRP/Alb & CPIS /K445
T B, ZFHAZIE L (P<0.05) ;A4 Alb K
LT B4, 2R RS FE L (P>0.05), &2,

k2 THEE PCT.CRP.CRP/AD LL{E K CPIS X iEH
bR (v+s)
Table 2 Comparison results of PCT, CRP, CRP/Alb ratio

and CPIS scale score between two groups of patients (x+s)

PCT CRP Alb
H5 n (ng/mL) (mg/L) (g/L)
A4 85 0.84+0.25 34.15+9.24 39.18+3.65 0.89+0.24 6.56+0.58
B4 70 0.15+0.05 17.56x8.05 40.25+3.27 0.48+0.18 3.21+0.47
tHH 22.708 11.783 1.903 11.814 38.926
P1H 0.000 0.000 0.059 0.000 0.000

CRP/Alb CPIS

2.3 Logistic [A1 545 #7

37 AE 451 Logistic [FIAREAY , LI AF CIS
FEA I SAP RSN I A WA 1= BL(A 4
FEAR) ,0=15 (B ALFEAR) . DIRTIR BRI ZE 00 (R 1
e 2) h P<0.10 IEFR/IN R N A& . NHE e
Gt R I RIS R ) TR, S Tebn X LAY
HBIE R FHE A R 3 2548 i, [l R
FZE A R, AT A AR S e BRI bR i
o pp=0.10, @ ,x=0.05, [AIHZ5 R /R : PCT . .CRP,
CRP/AIb . CPIS Y4 SAP % = 1) i 2 S B [H 2 ok
RN E (P<0.05), W3,
2.4 PCT.CRP .CRP/Alb HAH 5 CPIS HIAHFEAE ST

Person AH 3¢ 43 #r 4% S 7, CPIS ¥£435 PCT .
CRP . CRP/AIb 8 b5 34 2 IE A 56 56 & (P<0.05) , 5
Alb LXK (P>0.05), WK 4,

%4 PCT.CRP.CRP/Alb tb{E 5 CPIS XS T4 R
Table 4 Correlation analysis results of PCT, CRP, CRP/
Alb ratio and CPIS

WiH PCT(ng/mL) CRP(mg/L) Alb(g/L) CRP/Alb
A 0.552 0.496 0.246 0.431
CPIS )
P{H 0.000 0.000 0.083 0.000

2.5 ROC HhZ#r

HE— 455 PCT .CRP .CRP/AIb H{H 2 CPIS %
4 THEFRATAE CIS % SAP L WHS WAL A,
53R R FaRTE PR A B ) R e, AUC
23919 0.877.0.811.,0.778.0.868, WL 5. 1,

1.0

0.8

= 06

1~k

0.4
— PCT
— CRP
0.2 CRP/AIb LL At
—— cpIs

0 02 04 06 08 10

-4 5

B 1 &IEFRISHT SAP B ROC HiZk
Figure 1 ROC curve of each index to diagnose SAP

3 it

CIS 1) & = R AR 20 i3 i BT, BB 4E
BEAEEATG AR, SAP REZFHEE CIS)F
WA I ARE 2 —, HE A R ik 22% N
1025 B B R 5 5 B BN T 3697 3 1 A
KAEBERTE] . SAP A H B 5 CIS J& 3% A0 7 I 1)
fiE 5 N K T 32 B0 52 A7 G, S 300 TR WA 1 1
WL, WA G 2 53 SAP k4. CIS
J5 B SAP [ A X 18, AN 5 5858, Z 58I IR
LW HEAT LA BIRIT R RIS B IR R YT Y

&3 Logistic BIIIZR

Table 3 Logistic regression results

EES R B L] EIEES 3 bR 2 Wald {6 ORf{ig 95% CI Pa
AL - —0.059 0.028 4.541 0.033
PCT 1==0.50 ng/mL, 0=7% 1.281 0.395 10.546 3.602 1.662~7.806 0.001
CRP 1==28 mg/L, 0=7% 0.354 0.154 5.281 1.425 1.053~1.928 0.021
CRP/Alb 1==0.7,0=A% 0.532 0.194 7.501 1.703 1.163~2.493 0.006
CPIS 1=24.5,0=1% 0.758 0.292 6.770 2.135 1.206~3.780 0.009
&5 ROCHIZHITER
Table 5 ROC curve analysis results

bR AUC SE 95% CI cut-off {H ORI LS i 2SR P
PCT 0.877 0.031 0.816~0.938 0.50 ng/mL 0.894 0.871 0.765 0.000
CRP 0.811 0.035 0.742~0.881 28 mg/L 0.841 0.686 0.527 0.000
CRP/Alb 0.778 0.037 0.706~0.850 0.7 0.706 0.714 0.420 0.000
CPIS 0.868 0.031 0.807~0.929 4.5 0.882 0.857 0.739 0.000
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ML, 4 B LR A R E R, i,
XA CIS 5 275 &A= SAP LW UGy Ty 2B
PN GRS A8, PCT CRP Yk &M RE
J R AR, H B s FAE CIS B Wi K Wis v, %
P B KO Al AR R DL E IR K
-, 57 S R S AEAE MR R KO RRAIR . A
FFEAERTSE PCT \CRP /K V-5 K& SAP S& RN
CRP/AIb FUAEXT 215 &k A SAP S 7Tl

NG 25O B 5T 45 R T R WA 4H CPIS 47 i 2
X IR, SARMIR A R — B0 BRI S T 5T R
W, & SAP i 1) PCT & CRP F8FR /K21 TR
K SAP FRE R E W RHIRAL  HERIZIR bR TR 56
SAP HA B E MR E. A5 A 4183 PCT
K RE ST B AL, Xl RESE A PCT Hn & B
ML AZ BB A AR, AR — M N B A 2%
Ye [ 5B KA, SAP 1 & A TR & B E RN
WS ST, 24 B 0 4 B B AR S B
Ty RE vk i AR 1l N ek B B E T e L
A Sy o D0 A48 TR 4 M g SRR e 1Y) | B AR R, FE R R
SAP J&5 PCT /K- 58 T+ , iR izdgbr vl VB R IEAS
FEE SAP I IR FE A , 2Pk 52 1E 8 7K ST DU e
AROLLF G 5 5 & WE 58 48 i, hs-CRP/AID J& 21
STEMI 212 PCIAJ5 & AEA B LA =544 1) fes e P
%, $7R hs-CRP/AIb LB REAS AT A P00 2 35 10 Ik
1 T BLE AR, AR ST 45 2R 178 CRP/AID 5 4R
CIS /3 & SAP B YUIAHX , HiIZWiih E# 5 , CRP
T 5 00 A PN R AR A S BRER 11 G Y Fe 324
FHES A WITAEE T A R -8 S 2 WK 7 1) 3
ik, GHURSRAE RGO R A G, —E R
FRET BEVRZ BT, H CRP & 2k RIE
VAR, 2B Z BT, HoKOF- T8 5 Alb i ik
JHFSE R AN A B, 7E R B MR RIS IR B 5
JEAETIRE , Alb Z KPR B SRR BRI A ]
(I ZH AR I, T BUKT-FEAIG, Alb AKEAEZFfE
FEER T RIS R, R AT R AR T
Alb PIHFE_ LT, SBE I SORE IR T B, T2
HET B R R UL AE R B SAP JE % A8 bRk
fik. CRP/AIb [ L 1E BE B A% i it £ 25 2 E IR A 7K
S, RN RERS A 026 B3 0B 37K, BOZA8 R RE RS
UL A 250 Hb R A 0 s R A U R
SAP BE M SE 5 B IR R AR

Zi [ iR, PCT . CRP,CRP/Alb L) )2 CPIS %%,
PIREVE b & 4F CIS B 02 & & A= SAP (1) T 45

b, BN AE A e I PR TAR it 2 D) G TE L B b
K-, o B E B TR T R I

SE Lk
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PD-1.PD-L1 S5RIEbr SP1E S 5 g vh A e M
X X R E£2E ONEH HRIFD AR

[ E] BW HiITEFME4RIET-EF 1(PD-1) 2P g se - K 7 El R 1(PD-L1) 5 R 4F
PR TE B R P R R B M S E R IR S, TR SR HO A R R I R R BA S L O
— EEBeBhIRE—RL 2020 4F 10 H Z 2021 4F 12 HBGE A 92 6] 5 i BB 1R R 4L, 59 5 BUR 31 46 461 5 36 K
PERAS R FAE AR ML . HAS P4 NS PD-1.PD-L1 R IEHR & W) C [ 2 H (CRP) B TR 1--«
(TNF-a) £ 357K, 4387 PD-1.PD-L1 5 2 5E b a5 W16 B 9 b 19 2 3R A5 100 RE D& B2 3064460 T iy 4
R ME A M PD-1,PD-L1.,CRP . TNF-a /K& T X B4, 25 5 6 Gi it 38 X (1=6.030, 5.389,
12.142,21.957 , P<0.05) . WLEL4 113 PD-1.PD-L1 55 CRP . TNF-a £ IE A5 (P<0.05) . 1iLiE PD-1 5 H
P Wt DS 95 BRERF JC WA b A G (P<0.05) o 1fiL375 PD-L1 . CRP . TNF-« 5 B 1l R4 10 . 3 v 2 B 58 1E A
X, HHEMOBEE R TAHIE(P<0.05), &1t HiEEE LT PD-1.PD-L1 5 RAEMREY R %], PD-L1
SREFR PR IG PR ORE R ORI LW, RE NI RIS IR S kY .

[8iR] HiE; BrrEdanigser-H+1; B EAAE T H AR 1; CIRVEN ; MERIEH F-a

Correlation of PD-1/PD-L1 and inflammatory markers in gastric cancer patients

LIU Wenjing, LI Xia*, WANG Chong, SUN Xuezhu, CHEN Kaixun, SUN Pengyao

(Department of Oncology, the No. 901 Hospital of Joint Logistic Support Force of the PLA, Hefei, Anhui,
China, 230001)

[ABSTRACT] Objective To investigate the correlation and significance of programmed cell death 1
(PD - 1)/programmed cell death ligand 1 (PD-L1) and inflammatory markers in gastric cancer patients.
Methods A total of 92 gastric cancer patients admitted to the Department of Oncology, No. 901 Hospital of
the Chinese People’s Liberation Army Joint Logistics Support Force from October 2020 to December 2021 were
selected as the observation group, and 46 patients with benign gastric lesions during the same period were
selected as the control group. Serum PD-1, PD-L1 expression levels, inflammatory markers [ C-reactive protein
(CRP), tumor necrosis factor-a (TNF-a) ] levels were compared between the two groups, and PD-1, PD-L1
and inflammatory markers were analyzed. Correlation and joint detection value were evaluated. Results The
serum levels of PD-1, PD-L1, CRP and TNF-a in the observation group were higher than those in the control
group, the difference was statistically significant (#=6.030, 5.389,12.142, 21.957, P<0.05). Serum PD-1, PD-
L1 in the observation group was positively correlated with CRP and TNF-a (P<0.05). There was no significant
correlation between serum PD-1 and clinicopathological characteristics of gastric cancer. Serum PD-L1, CRP,
and TNF-a were positively correlated with the clinical stage and infiltration degree of gastric cancer, and
negatively correlated with the degree of gastric cancer differentiation. Conclusion Serum PD-1 and PD-L1 in
gastric cancer patients are closely related to inflammatory markers. PD-L1 and inflammatory markers have an
important influence on clinical stage, degree of infiltration and degree of differentiation, which can provide a
reference for clinical diagnosis and treatment.

[KEY WORDS] Gastric cancer; Programmed cell death factor 1; Programmed cell death factor ligand 1;

C-reactive protein; Tumor necrosis factor-alpha
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8 T lm R H LI A R GOGE IIR  Ae
JEEAT , BAE R E N B A SR St R
W RS A e B R AR R SR A e e
e PR S R UE S, B 938 10k 36 J2 I Jeg & A= 1) i 2 HIL
Z " BT F-1 (Programmed death-1,
PD-1) . f&)7 48 T F B {£-1 (Programmed death-
ligand-1,PD-L1 ) J2& /it g #5236 30 AL ] v 119 S 5 o3
+ NIRRT b B G E Y. S
AHGETS , SAE SN AE IR Fa2E 1k % Ao i v 473 i
HEAA, C W #E 1 (C-reactive protein, CRP) | i
I8 PR 6 IRl T~ (Tumor necrosis factor- o, TNF-at) 42
I R & UL AR AE bR 40 , BE NS AT R AT AAR 0028 J i
MRE R BN DL . AR, 0T PD-1,PD-L1 71§
o 1 IR B S eI R YT TR AR RN Tz W (EOC T
5 5 g 5B RRE bR S 0 A S S AT R
o B, AFRERHZ RS T IR, B FE MG IR
IR AR I S

1 BREFE

11—k

BRI A B ARl A B PR R BA S JLO— =
B AR — A 2020 4F 10 H 2 2021 4F 12 A WA ) 92
1) 9 R BV E g4, b B 61 191, %2 31 ], AT
T34 (62.23+3.42) % KRBT HE BT 1 (22.46£1.59)
kg/m’. JriEHRIRII A6 () B 55 BB VR vt IR,
Fo 5 29 f6i], 20 17 ), AR5 341 (61.85£4.03) %7, 14
B R R (22.71+1.63 ) kg/m®, PHEHAFRIE P51 |
R FE B S — R R, 22 R eSS (P>
0.05), AWFREAGEACIEZ: 5 2> ditiE T
1.2 BRI

PANRHE : O Z AR AR A B B0 R A i
Wik EE BRSO QW E IR RN
QFALEIRIT T AT S @M B H K RKE
S BANG A o HEBRARE : DA ™ 50 il 1
P 5 @ T B i 4 HAthy 5 S 28 ™ T e S
s QP A FLA A TR 96 B I T e o D
TE A BB s QU UR I 2L v
1.3 Jrik

F AL E ABE S H R AETE =25 R ik i
3 mL, Pk 3 000 r/min Y 3 #2500 15 min, B0 42
5 13.5 cm, WU EIE W, T-70CUKAH N A~ A7 & H -
K HFEER & Multiskan Sky 4 H 3l B bR 15 DA G 5
925 10 6 32 46 I0 1fi %5 PD-1.PD-L1.CRP . TNF-a 7K

- 50 £ A 36 [ R&D A Al AT AR 4 ™
& AR S Ul 15
1.4 EFEHR

OWH I3 PD-1.PD-L1 M 4 4E A5 &4 (CRP,
TNF-o) kK. QUEE4LIMTE PD-1.PD-L1 5
CRP . TNF-a A5, XML AN R EE B I
PD-1.PD-L1,CRP.TNF-a k7K, @IfL3E PD-1,
PD-L1.CRP.TNF-o 5 B H I AR ERRHE I C R
1.5 Gil#orbr

%G 27 5 SPSS 22.0 2 FUBUE , 754 1F
B3 A R BRI DL (R 25l Tl Sr BEAS 46565
TR n (%) Rom , K55 A1 S 2 B 2R H
Spearman/Pearson Z& V£ #H G 1% . P<0.05 R B 2 5
B,

2 HFR

2.1 WAL PD-1.PD-L1 5&IEMREY 57K
WLEL A |13 PD-1 .PD-L1 .CRP . TNF-a 7K - 25
TX A, 2R A G275 L (P<0.05), W& 1,
*R1 WIS PD-1.PD-L1 SXRERREMKTELLE (x+s)
Table 1 Comparison of serum PD-1, PD-L1 and

inflammatory markers between the two groups (x+s)

W n PD-1 PD-L1 CRP TNF-a
- (pg/mL) (pg/mL) (mg/L) (ng/L)

WELLH 92 286.35+50.38  352.77+54.61 11.36%3.63 16.84+2.47
YR 46 236.51£34.62 304.34%38.13 4.67+1.22 7.95+1.69
t{H 6.030 5.389 12.142 21.957
P1E <0.05 <0.05 <0.05 <0.05

2.2 WMEAINIH PD-1 . PD-L1 5 R ARG
Pearson AH 404, WLEL4H IfiL 7 PD-1.PD-L1
5 CRP.TNF-a % 1F A 3¢ (r=0.699.0.713,0.712
0.737,P 1J<0.05) .
2.3 ULE AN R BE AR AIE 5 1LV PD-1.PD-L1
K SAE R i e I 7K -
WRZE LA [R5 BRI B AR 0% k1) L bR L
12 B L7 PD-L1.CRP . TNF-a . PD-1 /K F I 4%,
Z R HG I FE L(P>0.05) ; WAL AR I R 4335 |
IR U 3 1M3E PD-L1 ,CRP \ TNF-a 7K
T, 2R A GIEE L(P<0.05), L3 2,
2.4 PD-1.PD-L1 . RIEbr& S B R e OC R
Spearman AHCPE 53 M7, L% PD-L1 5 1 J Ik
PR s BRAREAIE TG B I AH 5GP (P>0.05) 5 1l 3 PD-1.
CRP . TNF-a 5 Bl K70 R 5 IEAR DG,
5 BB B U C (P<0.05) . WL 3,
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F2 MBARERFEBIFMEEREEME PD-1.PD-L1 RIEFREIAKTFELLE (x+s)
Table 2 Comparison of serum PD-1, PD-L1 and inflammatory markers in patients with different pathological characteristics in

the observation group (x+s)

} ; PD-1 PD-L1 CRP TNF-a
ARERREAE " (pg/mL) (pg/mL) (mg/L) (ng/L)
PR 3 61 284.43+48.76 354.25+40.21 11.14+3.12 16.60+2.34
E’S 31 290.13+52.91 349.86+42.33 11.79+2.75 17.31£2.06
tH 0.515 0.486 0.982 1.430
P4 0.608 0.628 0.329 0.156
(%) <60 42 289.38+46.23 355.61+37.14 11.08+3.09 16.48+2.09
=60 50 283.80+50.87 350.38+50.08 11.60+2.93 17.14+2.20
tH 0.546 0.560 0.827 1.466
PAH 0.586 0.577 0.410 0.146
Jiffl EL 4% (em) <5 65 283.92+49.10 350.93+34.62 11.18+3.11 16.65+2.41
=5 27 292.20+54.57 357.20+48.31 11.79+3.24 17.30+2.18
t{H 0.713 0.701 0.846 1.210
P1H 0.478 0.485 0.400 0.229
I PR 4319 I~1 30 282.47+40.22 327.11+38.23 7.27+2.04 13.74+1.90
m~v 62 288.23+51.13 365.19+49.77 13.343.19 18.34+2.33
A 0.541 3.693 9.509 9.399
P 0.590 <0.001 <0.001 <0.001
AR i1k 37 290.13+58.42 376.57+55.18 14.11+3.35 19.21+2.40
(=R 55 283.81+41.58 336.76+36.24 0.51+2.47 15.25+1.76
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Table 3 Relationship between PD-1, PD-L1, inflammatory markers and pathological features of gastric cancer
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r P{H A PAE A P r A PiA A P A PiA
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R=0.893, P=0.027) , Bach2 5 Eos NPs 4331}] &2 ffi #f1 5¢ (R=—0.832, P=0.049) . TSLP .Bach2 .IL-9 =& BtH
16 12 W Eos NPs 19 22 5 B % 5 i S AUC 43 1] 8 94.52% . 90.66% . 0.926, b 3 & T B — kI (P<
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[£%8i7] TSLP; Bach2; IL-9; MEFR PRI AN ; 55 ELIA

Expression and clinical significance of TSLP, Bach2, and IL-9 in eosinophilic infiltrat-
ing nasal polyps

WEI Xinxin*, LI Xiaoling, HUANG Weiping, YIN Zhongpu

(Department of Otolaryngology Head and Neck surgery, Nanyang Central Hospital, Nanyang, Henan, Chi-
na, 473000)

[ABSTRACT] Objective To explore the expression and clinical significance of thymic stromal
lymphopoietin (TSLP) , BTB and CNC homolog 2 (Bach2) , and interleukin -9 (IL-9) in eosinophilic
infiltrating nasal polyps (Eos NPs). Methods 85 inferior turbinate tissues from 85 Eos NPs patients who
underwent endoscopic sinus surgery in Nanyang Central Hospita from February 2017 to February 2019 were
collected (experimental group). According to the Eos NPs staging standard, they were divided into: 37 cases of
type II stage 2 and 48 cases of type II stage 3. At the same time, 52 inferior turbinate tissues of 52 cases who
underwent simple septal correction surgery were also collected (control group). The levels of TSLP, Bach2,
and IL - 9 in different tissues and stages were compared, and the ROC curve was drawn to analyze the
sensitivity, specificity and AUC value of TSLP, Bach2, and IL-9 single detection and combined detection for
the diagnosis of Eos NPs. Results The levels of TSLP and IL-9 in the experimental group were significantly
higher than those in the control group, the positive expression rate of Bach2 was significantly lower than in the
control group, and the difference was statistical significance (P<0.05). In different stages, the levels of TSLP

and IL-9 in type II stage 3 were significantly higher than those in type II stage 2, and the positive expression rate

A e B A B A X T A (16210213135)
AR e As s dy P T b s BB B SRR Sk SN, ST, TR 473000
*i@AEEH #E A, E-mail : cuiliangchen@126.com



- 888 - BTEWEIEITAGE 20224E5 ] #5144 551 J Mol Diagn Ther, May 2022, Vol. 14 No. 5

of Bach2 was significantly lower than that in type II stage 2 (P<0.05). Pearson correlation showed that TSLP
and IL-9 were positively correlated with Eos NPs staging (R=0.625, P=0.036; R=0.893; P=0.027), Bach2
was negatively correlated with Eos NPs staging (R=—0.832, P=0.049). The sensitivity, specificity and AUC
of TSLP, Bach2 and IL-9 combined detection in the diagnosis of Eos NPs were 94.52% , 90.66% and 0.926,

respectively, which were significantly higher than those of the three single detection (P<0.05). Conclusion

The expression levels of TSLP, Bach2, and IL-9 are related to Eos NPs, and the combined detection of the

three is of great significance in the diagnosis of Eos NPs.

[KEY WORDS] TSLP; Bach2; IL-9; Eosinophils; Nasal polyps
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Table 3 The diagnostic value of three indicators for Eos NPs
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mAERE  REUE FRRE AUC 95% CI P{H

TSLP 0.892  0.785 0.784  0.685~0.882  <0.001
Bach2 0.878  0.751  0.840  0.748~0.931  <0.001
IL-9 0.908 0.845 0.827  0.734~0.920 <0.001
SHEAKRD 0945 0907 0926 0.876~0.976  <0.001
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Figure 1 TSLP, Bach2 immunohistochemical dyeing map (SP, x500)
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Predictive value of HDL-C, NT-proBNP and hs-cTnT on the prognosis of patients with

acute exacerbation of CHF immediately after admission

SUN Xuemin*, DONG Bo, ZHANG Yanyan, MA Bingxin

(Department of Emergency, Beijing Shijitan Hospital Affiliated to Capital Medical University, Beijing, China,
100038)

[ABSTRACT] Objective To explore the prognostic value of high - density lipoprotein cholesterol
(HDL-C), N-terminal pro-brain natriuretic peptide (NT-proBNP) and high-sensitivity cardiac troponin T (hs-
¢TnT) on admission (within 2h after admission) in patients with acute exacerbation of chronic heart failure
(CHF). Methods A total of 100 patients with acute exacerbation of CHF who were treated in Beijing Shijitan
Hospital affiliated to Capital Medical University from January 2018 to December 2020 were analyzed and
divided into a poor group and a good group according to the prognosis after 3 months of treatment. American
New York Heart Association (NYHA) classification, CHF etiology, LVEF, LVEDD and serum HDL-C, LDL-C,
NT-proBNP, hs-cTnT levels, and statistically record whether the patient has a smoking history, anemia, and
whether there is a combination of disease (hypertension, diabetes). The receiver operating characteristic curve
(ROC) was used to evaluate the prognostic value of serum HDL-C, NT-proBNP and hs-cTnT in patients with
acute exacerbation of CHF. Meanwhile, the patients were divided into grade Il group (39 cases) , grade Il

group (40 cases) and grade IV group (21 cases) according to NYHA classification. The levels of HDL-C, NT-

AR A b w T T AMR LR ERLAL(2018-1-225)
A A AR E A K IR LR e dE E R A5, LR 100038
*iBAEAE  FNF A, E-mail : sunxuemin2531@bjsjth.cn
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proBNP and hs-cTnT were compared among the three groups. Results The NYHA classification, serum NT-

proBNP and hs-cTnT levels in the poor group were higher than those in the good group (P<0.05) , while the
HDL-C level was lower than that in the good group (P<0.05). ROC curve analysis showed that HDL-C, NT-
proBNP and hs-cTnT all had certain prognostic value in patients with acute exacerbation of CHF, and the Youden
index of joint detection was the highest, which was 0.867 (P<0.05). With the increase of NYHA grade, serum

HDL - C level increased, while serum NT - proBNP and hs - ¢TnT levels decreased in patients with acute

exacerbation of CHF, with statistically significant differences (P<0.05). Conclusion Immediate admission to

hospital HDL-C, NT-proBNP, and hs-cTnT can predict the prognosis of patients with acute exacerbation of CHF.

In clinical treatment, the above serum indicators can be used to formulate appropriate treatment plans for patients.
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Figure 1 ROC curve of HDL-C, NT proBNP and HS ¢cTnT
in predicting the prognosis of patients with acute attack of CHF
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Study on the protective effect of sevoflurane on diabetic myocardium through HIF

signaling pathway

LI Jin, Gulipari-kelimu, MA Ning*

(Department of Anesthesiology, the First Affiliated Hospital of Xinjiang Medical University, Urumqi,
Xinjiang, China, 830054)

[ABSTRACT] Objective To investigate the protective effect of sevoflurane on diabetic myocardium
and its possible mechanism. Methods The myocardial ischemia-reperfusion (I/R) injury model of diabetic rats
was established and randomly divided into the sham group (sham operation group) , I/R group, I/R+SPostC
group (sevoflurane postconditioning group) , I/R + DFO group group (HIF signaling pathway activator
deferoxamine treatment group) , I/R+SPostC+DFO group (SPostC+DFO combined treatment group). The rat
hemodynamic indexes LVDP, LVEDP, + dp/dtmax were observed. ROS levels were detected by DHE
fluorescent probe method. MDA levels were detected by thiobarbituric acid method. The levels of IL-13, IL-6
and TNF-a were detected by ELISA. Western blot was used to detect the expression levels of HIF signaling
pathway related proteins HIF- 1o and EphrinAl. Results Compared with the sham group, the levels of LVDP
and +dp/dtmax in the I/R group were decreased, the protein levels of HIF-1a, EphrinAl were decreased, while
the levels of LVEDP, ROS, MDA, IL-18, IL -6, TNF-a were increased (P<0.05). Compared with the I/R
group, the levels of LVDP and +dp/dtmax in the I/R+DFO group and the I/R+SPostC+DFO group were increased
(P<0.05) , and the protein levels of HIF-1a, EphrinAl were increased, while the levels of LVEDP, ROS,
MDA, IL-13, IL-6, and TNF-o were decreased, and the I/R+SPostC+DFO group and I/R+DFO group had
significant differences (P<0.05). Conclusion Sevoflurane could alleviate myocardial I/R injury in diabetic

rats by activating HIF signaling pathway.
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F UR 351001 A AR A [, Sk ] s 0 L
IR #1433, © A W58 3R W1 -1 U 5 40 2 (sevoflurane
postconditioning , SPostC) tH HA7 {30 LA 2L 1R
FI® o HIF 55 38 #% 0GB 2 N S 3 - 1
(Hypoxia-inducible factor-1la, HIF-1a) , i% 15 518 %
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Sevoflurane postconditioning; HIF signaling pathway; Myocardial ischemia - rep
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1.2.4 &l ROS MDA /K-F
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T ROS . MDA /K-, 75 — 53 H T4 HIF-
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A AR R #0020 Jk Sl b 3 miL o A
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&, SR FH it K 4 92 W B 5 (Enzyme linked immu-
nosorbent assay , ELISA ) 74| IL-18 .IL-6 . TNF-«
K-, 13 B ANTHOSHT11 %1 g i 43 (- 5 58 2R 2L
YIRS R W) ) AT A
1.2.6  Western blotfill] HIF-1a EphrinA 1 fE 76k R

Bl KB LA Z 45 A 400 pL RIPA
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fate-polyacrylamide gel electrophoresis , SDS-PAGE )
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2 KA
1.3 Guit#air

& HI SPSS 21.0 Ge it 27 or A Bl |, 115 5%
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2.1 A KEILTE 3 148 hn kil
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FEA 22 S5 240 40127 75 L (P<0.05) 5 5 I/R+DFO
2l He %, I/R+SPostC+DFO 41 LVDP , +dp/dtmax 7K
F-F 5, LVEDP KF BRI, 2 R A Gt X
(P<0.05). WL#FE1.

x1 FAXRBRLRIANNZEFEN (=)
Table 1 Detection of hemodynamic indexes of rats in each

group (x+s)

4y LVDP/ LVEDP/ +dp/dtmax{
mmHg mmHg mmHg - s—
sham 30 78.52+6.57 6.11+0.69  2803.51+162.32
I/R 20 44.31+4.25" 18.15£1.32" 1492.65+172.33"
I/R+SPostC 20 45.33+3.24" 17.85%1.02" 1536.82+157.22°

I/R+DFO 20 57.82+3.59 13.23+0.85° 2263.85+180.41"
I/R+SPostC+DFO 20 63.42+4.48"™ 8.78+0.54" 2459.71+135.41"
FH 215.149 828.984 295.156
P <0.05 <0.05 <0.05
7 : 5 sham 414 Eb , *P<0.05; 5 UR 44 HE , "P<0.05 ; 5 I/R+DFO 4

L, <P<0.05,

2.2 YK ROS /K MDA & i g

5 sham 41 L%, R 4 ROS \MDA /KT 51,
ERH G F R L (P<0.05) ;5 UR 4 I, UR+
DFO 4 . /R +SPostC+DFO 4 ROS . MDA 7K *F- [%
fi% , UR+SPostC+DFO 4 X T /R+DFO 41, 2 7 H
GiitE L (P<0.05), WE2,

®2 HAKXRROSKFE MDA ZELLE (v+s)
Table 2 Comparison of ROS level and MDA content in each

group of rats (x+s)

SreR n ROS /KF(%) MDA (nmol/mL)
sham 30 75.23+6.57 1.85+0.26
IR 20 154.33+12.36° 8.52+0.62"
I/R+SPostC 20 151.57+10.49° 8.27+0.71°
I/R+DFO 20 113.41+8.75% 6.12+0.44"
I/R+SPostC+DFO 20 88.5426.78™ 4.57+0.29%
F{H 363.381 827.750
P{H <0.05 <0.05

1 2 5 sham ZHAA LE, *P<0.05; 5 /R A AH L , °P<0.05 ; 5 I/R+DFO 4
M, P<0.05,

2.3 HU R 95 1Y H R
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DFO 41, 2 ¥ G it2# 8 L (P<0.05) . L3 3,

®3 BEAXRFRMEPRERFILER (x=5)
Table 3 Comparison of inflammatory factors in plasma of

rats in each group (x+s)

54l n IL-1B(pg/mL) IL-6(pg/mL) TNF-a(pg/mL)
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P <0.05 <0.05 <0.05
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UL T A4

Cxo‘?o
o
o 0? o
R RO

HIF-la 120 kDa

24 kDa

EphrinAl

GAPDH 36 kDa

E1 &EKXRHIF-la.EphrinAl BB RER LB
Figure 1 Comparison of HIF-1a and EphrinA1l protein

expressions in each group of rats
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F4 HHEARHIF-la.EphrinAl EARIKAILLE (v+s)
Table 4 Comparison of HIF-1a and EphrinAl protein

expressions in each group of rats (x+s)

M| n HIF-1a EphrinAl
sham 30 0.83+0.04 0.78+0.07
I/R 20 0.32+0.05° 0.25+0.04°
I/R+SPostC 20 0.34+0.06° 0.26+0.05°
I/R+DFO 20 0.50£0.05® 0.49+0.06®
I/R+SPostC+DFO 20 0.71%0.05™ 0.65+0.05™
F1H 492.205 405.447
P1E <0.05 <0.05

2 5 sham 4 AH L, *P<0.05; 5 /R 414H [t , °P<0.05; 5 I/R+DFO
ZHAH L ,°P<0.05
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Discussion on the teaching method of molecular diagnosis practice in medical laboratory
specialty

CAI Zhen', LI Shufen', JI Huicai', XIE Longkuan®**

(1. Laboratory Medicine Center, Nanfang Hospital, Southern Medical University, Guangzhou, Guangdong,
China, 510515; 2. Laboratory Medicine Center, Ruikang Hospital Affiliated to Guangxi University of Tradi-
tional Chinese Medicine, Nanning, Guangxi, China, 530011)

[ABSTRACT]

laboratory departments of large and medium-sized hospitals. The emergence of the new coronavirus pandemic

Molecular diagnostic laboratory is one of the indispensable professional groups in

(COVID-19) has further highlighted the irreplaceable role of molecular diagnostic technology in the diagnosis
of infectious diseases, and it has also challenged the nucleic acid detection capabilities of major medical
institutions, the construction of molecular diagnostic laboratories, and the talent pool and training. Based on
the working characteristics of molecular diagnostic laboratory and the teaching experience in SARS-CoV -2
nucleic acid testing training, this paper expounds and summarizes the key points of the medical laboratory

professional molecular diagnostic practice and teaching in detail.

[KEY WORDS] Molecular diagnosis ; Practice teaching ; Medical technology
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