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Research on molecular markers of medullary thyroid carcinoma

CHEN Yanfeng, ZHANG Quan*
(1. Department of Head & Neck, Sun Yat-sen University Cancer Center, Guangzhou, Guangdong, China,
510060 ; 2. State Key Laboratory of Oncology in South China, Guangzhou, Guangdong, China, 510060)

[ABSTRACT]

follicular C cells, with low incidence, no special clinical manifestations, poor therapeutic effect, and easy to

Medullary thyroid carcinoma (MTC) is a neuroendocrine tumor originated from thyroid

relapse and metastasis. Early diagnosis, monitoring of recurrence and metastasis, and targeted therapy are the
hot spots at present.In recent years, more and more studies have been conducted on molecular markers of med-
ullary thyroid cancer, which have been applied in diagnosis, assisting preoperative and postoperative evalua-
tion, targeted therapy and surveillance. This article summarized the clinical commonly used several kinds of
specific molecular markers, including the molecular structure, the superiority and inferiority of clinical re-
search and clinical application were discussed, in order to provide theoretical basis for molecular markers in
the medullary thyroid carcinoma clinical diagnosis, targeted therapy, monitoring recurrence and metastasis, at
the same time, provide important scientific evidence in optimized treatment of medullary thyroid carcinoma
and improve prognosis and quality of life.

[KEY WORDS] Thyroid medullary carcinoma; Molecular markers ; Diagnosis
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R 5 22 2 A R R 008 94 55 200 . C 41 B AH G G
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& B MTC 294 25% /84 10 RET 3L R 4h 8.1
11,13, 16 2878, JUHJE %%+ 918 S8 78 WG 45 2
TR Pt 2 AR TR, AT TS B 2=, b K2 6%
(Y& 5 MTC S8 35 1F: Fifi A= 58 20 il 3R RET HEH 52
A5 TSP EOH B KA MTC 2, [R5
LWL T MTC #647 RET SRS I, DTG 7 A
A REAY IS A5 7 MTC™

3 5 MTC 287 F/aE X MicroRNA

MicroRNA (miRNA ) J&— 2 i N 5 3 PR 4 5 719
250 20~24 MZAT PR LT RNA,, A4 N A £
O b R (SR E IR e R i o [ e o w1
FET-AFAAOC, 5 Wi & AR R e T BB AH DG, T LA T)
REAE BT B HE A, S g Ty AR R i F- Bt o
3.1 miR-21

miR-21 5 Z i e 1) & R A e
Chu YH 5522235 R E A 2258 7 A miR-21
miR-21 7£ MTC £ 2 i 33k , 3 2 9 ] miR-21
FEIK K MTC 4 i Rk , 550 MTC fit I8 20 o 11 3% 2
55 M A28 1 R R, $2 1 miR-21 AT i85 MTC M
() %2 FE B YA ¥ . Aubert S 25127 2% 43iF 5% miR-21
Fik 5 MTC ik 455 % VIAH G, miR-21 ik 2
W LS5 FE AL 10 kST TS PR & PR 4 ) miR-21 3%
KA CNO B AR TR I R 25 TR b
3.2 miR-34a il miR-144

Shabani N %225 % 25 5] RET & K] BH 14 Fi1
25 14i] RET P B ¥ 9 MTC Ifi 475 4<% i RT-qPCR
77 A4S I miR-144 F1 miR-34a, & ¥ miR-144 F
miR-34a ik 7E MTC (3 H#1E & 41 10 & $2  ,

1M H RET 2 [A] PH 4 28 5 B P 4 v, (H2: oK kB H:
5 MTC F 5 A 5¢ , i/ i — 20 4R0T
3.3 miR-31-3p
Jiang M 252 22 35 X1 95 41~ GEO MicroRNA %% 4%

J% GSE40807 il GSE97070 #k 17 25 {5 43t &k AT
++~ MicroRNA 55 8 19 5 MTC A 3¢, (R P 4h 5
B 52 miR-31-3p 4l MTC 41 g 3% 5 , o rp miR-
31-3p FRIKTE MTC H i 3 T 14 , 1M H miR-31-3p 1%
FIRE G FIRFH WG 25, i 4 miR-31-3p Al fiE
FE MTC s & A ke AT S AR
3.4 miR-153

miR-153 78 2 F g b 0 AR F 0
Joo LIS %52 FAIF 524 MTC H' miR-153 [RlFE B A
ek g B A T ELIBE S R 1 JE X MTC A
U BIRIT R
3.5 miR-375

miR-375 i T A Y ik 2q35 X |, 52 F
KRR A R B HFFEIESE miR-375 5 MTC
TG 22 M 9% . Romeo P 45 22 330 5 3 [ 5 s |
(microarray ) J5 7% , IESE 51 /1> miRNAs 7£ MTC 14
AR ik, Hid miR-375 33 %635 .3, £ MTC
A3 miR-375 i 3 iy T it B 0T A 2 RN G i ik RA
2], T EL =5 283K FR % TS 25 Galuppini F 485255 41
BT 130 51 MTC (104 il L& #Y, 26 4| ZZ 5 AL ) miR-
375 %1k, K miR-375 7 MTC 221 3% i, i
H miR-375 Fik 5 Mg K/ BREAL , k257
e I R 43 HA 28 DIRR DG, S I 70 22 A B o
3.6 miR-182

miR-182 J& B R 7E /N FRUHR Hh % B Y — Ff miR-
NA, HE T AR 7 55 @ik 1 (7g32.2) , 525
A (228 MRS ARDE ™, miR-182 7E RET 3
PR 2875 (1)) MTC H B 5 3, i il RET 2E (55
HEEE /D T miR-182 ik 1t F A1) RET M918T
f) NThy-ori 3.1 ZHfIkkH miR-182 7K I 45 5, i
Haid 5 miR-182 e k4N IR 22 Fk R

4 NG

FHOR R BB AE 90 & A2 28I, RET 28 [N 58 4% J2 fw
20 B DR e AR 2R i PR L 3 e i 3 2 e T e
ERI TR A O AT RS W I &k K i
MicroRNA A 58 il i MTC # a7 8 s . H2 R
T MTC %5 R id A AR Z A8, H 1T B9 1] 3697 3L
SRAMKOR AN B, W1 58 22 (%) Sk R B F 5T D)
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N AgIPLR B5801/5701/1502 A% KR 5 &%
i

PER MY HE I FmA I EwAT wFaHt

[ ZE] Bo @ A EA4IEdH 5 B5801/5701/1502 KM E % 5% 5. FiE R4 HLA-
B5801/5701/1502 BHPE FIBH 11 765 B i T 668 21 JE 1l , 28 EB YR B AL, B 3 v K AR AL AN 2R o 40 o4 44
i g% JEIGE R 4] DNA, $il & 6B K 2 2% It 2wl P 580 . 4 RPMERR & 507 % 96 PCR 4% |
P38 B (NGS ) RPN F 40 T (SBT I 36 ) X E R 5% i b AT 8, it T A R 2% S i B %
(7E-207TC and 20~25CZ B Z a3 YO Fe A S HETGY . 4558 HLA-B5801/5701/1502 A% i ks il
[H R S 5 B 4, 15 5 6 HLA-B5801 BH ¥4 |3 49 HLA-B5701 FH4: .3 9] HLA-B1502 PH A1 o {5 [
PEREAS . S % SE (AN, WA R —3, S H R EH 3 e MRS . it AEndiehiE
B5801/5701/1502 #% & #5 I [F 58 2 7% i 1) 4% T4 A S 445 4 2L oK, W] T HLA-B5801 4% iR A6 il 357 &
HLA-B5701 #% BR8] &  HLA-B1502 2% a6 77 & M e PEA

[E83R] AEAgEd0)E ; B5801; B5701; B1502; SBT T 1 ; EE S %5 IMElRE

Establishment of the national reference materials for HLA-B5801/5701/1502

nucleic acid detection
HU Zebin, SUN Binyu, GAO Fei, SUN Nan, Li Lili, SUN Jing, HUANG Jie*, QU Shoufang*
(National Institute for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To Establish a national reference material for human leukocyte antigen
B5801/5701/1502 nucleic acid detection. Methods  Fresh peripheral blood samples of HLA- B5801/5701/1502
positive and negative volunteers were collected, and then transformed by EB virus to establish immortalized cell
lines. The genomic DNA was extracted from the cells, and the national reference material was prepared and
verified by next generation sequencing technology. Moreover, the accuracy of the national reference was
verified by fluorescence PCR, NGS and SBT sequencing method from four collaborative manufacturers, the
stability after 3 cycles of freeze and thaw between —20C and 20 ~25C and homogeneity of the national
reference materials were studied as well. Results The national reference materials of HLA-B5801/5701/1502
were successfully developed, including 5 HLA-B5801 positive and 3 HLA-B5701 positive and 3 HLA-B1502
positive samples and 9 negative samples. The reference materials were accurately valued by SBT sequencing and
other methods, and the homogeneity of reference material was consistent. The reference material was still stable
after 3 cycles of freeze - thaw, which met the requirements of national reference material. Conclusion All
indexes of the national reference material for human leukocyte antigen B5801/5701/1502 nucleic acid detection
meet the requirements, and can be used for the performance evaluation of HLA-B5801 and HLA-5701 and HLA-
1502 nucleic acid detection kits.

[KEY WORDS] Human leukocyte antigen; B5801; B5701; B1502; SBT sequencing; National

reference materials; Collaborative calibration
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NZEH Bt )53+ (Human Leukocyte Anti-
gen, HLA) T ANZERYER /S A g IR |, 2oy
B R, B —2K A A B.C =F, 5 — 254 DP,
DQ.DR. HF5¢ £ M, —2& HLA # B i s, X T —
Sl PR 1 FH 25 1 ey B B e, Hr,
HLA-B*5801 HI3A 77 Jf KUY 5 FH 24 531 BRI 1 245 )
SR S 4 HLA-B#*5801 f4 3 XK ) HL A5 o
B P S, T AR M D) W e e oy R G B
FRAS B S A9 285 5 B 12 R 5 & — A 3L &8
2 HR R R H YIS, RAH 5%~
8% ) N4t B U I, HLA-B*5701 5 P i #
Iy B SR I 3R, BRSE— 2B (1 5 B 40K HLA-
B#5701 Kk P i 5 107 F 1l R BEAG I s HLA-
B*#1502 WA IE S5 OB KR IR ST 25 K 5
PG 1 51 iy s 25 SRR RE A T A e BB I O BB
Alﬂzi‘)f”]o

I o 5 PRI ARG e R 110 K e T SR Wl BE S
)W (polymerase chain reaction, PCR) ) HLA-B5801 .
HLA-B5701 .HLA-B1502 #% B A& I £ 5L A 1 PR 1
() PR DU = B, G045 9t PCR 12 L 3R 4 W4k I
N - 7 B0 4 5 1 5 1 #9972 (polymerase chain reaction-
sequence specific primer, PCR-SSP 7% ) R & fili 5
;- J B 5 S Pk S A% T R ¥R 51 1% (polymerase chain
reaction-sequence specific oligonucleotide , PCR-SSO
%) PCRJ#fift 227555

H T, CA 245 BT a8 i WHIER) HLA-B
P R 43 RUAG I3 70) 6  HLA-B 5801 & PR AG: 48, 51
& b, IF B A A D Aol 1E7E W R R
W) B ) TR A . R TR TR R A AR
PR JEMOR B R B O R A 2 Ty
] X2 AN S AR [R] S 3045 230800 & i HE B 1R L A
PE R BR S5 M RE A T 25 5, 2URE 37— %5 HLA-
B5801/5701/1502 % 2 ko W 16l 58 2 7% i, % 284
R G AT e — W B PA , LUB Or a0 A6 0 45
AIHE, il R IZ W B B VAR IR

1 HESHE

1.1 MK
1.1.1 3l

RPMI 1540 35 9% 5 i 4 1fiL 35 (FBS) Ml 75 85 3
BEFE R AP A 35 [ GIBCO 23 A 5 AAME i ikt
20 43 S T AT R A I 3L AR (DMSO)
W E b R R PR W 5 4t SE 4 DNA

PEMOA ) & (REER TR ) R AR R dE B A BR A
FIPE AL s HLA 5543 956 R 43 78 2 55 &, Quibit™
ssDNA Assay Kit (Invitrogen) , MGISEQ-2000RS =}
i I R R, R R R A R
AR ML NS 4B R (HLA) B A3 A5 356 ] =5 43
B4y AU G GNP i ) b s Tl e W R
AR Fl$E k5 SeCore HLA-B 3 i, I J7 43 24 2K 51
% (ONE LAMBDA ) , t1 b s fE =97 BHE A BR A
AL s NS A M B IR B*5801 A% FRAG I 7] £
(%N PCR 5 , AZE AR B*1502 4% FR K il
A& (96 PCR L) , VLA R LWL A R
YNEIE L
1.1.2 Y38

MGISEQ-2000RS Ml JF 4% , f TR I 46 K 1 B
AT R A F R 5 38 4 4 S1000 ( 3£ [ Bio-
Rad) . 3 K430 #14Y 3730xL ( 35 [E ThermoFisher) ,
b T 1 B o A B R A PR WAL 5 ABI 3130/
3130XL DNA ] J7A3/3% PR 43 BT A3, vh b st e o 2=
J7 BHEE A R 2 7] $2 £ ; ABI GeneAmpPCR System
9700, ABIReal-Time PCR Systems 7500, Hi 7. 75 {4
KRR A R A 24t
12 ik
1.2.1 FEARULEE

2 A RS 540 H /SR sk | IR
ETAHNERZEA . I HLA-B5801 FHE: \HLA-
B5701 fH: \HLA-B1502 PHIE &S & REAR K /D 3
1], Ve 2 /0 5 495 LA | 3 A7 5 24 AN AH 5 i B
FEAS . G REAR HLA-B HE D5 R 51 5 06 21 FH 4
#E SBT M ik A . ik 2019 4F 5 H g5 6
il HLA-B5801 FH 44 . 4 ] HLA-B5701 FH 1 . 3 il
HLA-B1502 FH¥E 10 BB HEAEA . >R EB Ji 854
AR A i A R AN, 5 % A ST ik A Ak B ik EL 4
LR, B 2 ARAT 20 f5i] 8 22 By, B 4t it R AR 9
PRIGFE, 1R 5 5 $E LS 4 ML 3R DNA
1.2.2 40 R ILDN 4 DNA FEH RS M i

i 3 [ 41 DNA $2 BUL 700 & (B3R ) (RII4E
KA B A B ) A5 SR BN A FR AR A ()
2H DNA, “Z$E4& NanoDorp il £ OD260/0D280 {H.,
BN W i P K S S 55 DNA 119 58 22 % , Quibit Flu-
orometer3.0 % DNA #E47K5 1 7 & o
1.2.3 HEHERZFHNH& 5 RIE

B 20 4 FEAS (1) 5L (K 4 DNA 78 W B 2 20
ng/wL ¥ B, SR FH = £ U )7 4% R (Next genera-
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tion sequencing technology , NGS ) %f &~ FE A FE 17
SEERIAE . AR K BT Y DNA I 30 wL 73
AL L5 mL (RS, BERZSH M5
5] HLA-B5801 P[4 . 3 5l HLA-B5701 FH 44 | 3
HLA-B1502 FHPERT 9 7] I HEAEA
1.2.4 EHRZ% M UMETRE

BH 4 FIMERRE AL, R 9L PCR i
A Tl 2 - 35 R 43 Y7 (polymerase chain re-
action- sequence based genotyping , PCR-SBT) .NGS
B =R X K 2 AT IMEAR E . TEAN
] ) 2 36 28 SV B Sz AT I s 4 PR &
YL B AT . RS 0 20 SRR 2l
TR, W0 9 A RE A ZE 1 UK, PCR 5 B
FEACIN 2 3 o AR Ak F C 3500 & Y A I 5
FELFEAT AR A AL BRI 5 |, I 2 FR Al 35 B 45 75 B
FIR) G T IR 3 32 4 2 2 i R A s R 22 R R AT IR
iRl
1.25 [HEXSH S TaE Y S e

DNA FEASH HLTE-20°C LU F A A7, Hag finid
RO A . N TIIEE RS % i
EARENE, BENLE I — B KX S % 5, E-20CH
=ik (20~25C) Z [H) ) R 3 UK (R 1 R —10)
ZJA R 96 PCR LA SBT W P56 7 0E 7]
R =B K S 0, R SBT Iy ik it
¥ 5 e

2 #R

2.1 EHERSH NG & KR

X R AE RN 23 B E Tk A2 4k B ik AR
JH B A R, 5 SR 3 A B IR M, X AR R Y
20 B0 R P BE B SR ARAS R A M S AT
44 DNA M4 U 54011 . 20 (11 A< 46 By 3
[H 2 DNA 247 By B B 58 I H Uk 43 17, 45 1 iR
DNA £ 56 # RBLR , A s sR 8o , 77 &
S N HE P 24 DNA 58 PR 25K . DNA K i
) OD260/0D280 {H ¥4 7£ 1.80~2.15 Z [i] , & W]
DNA F4 405 B %58 o Ttk /30 G I 20K, 28 NGS
F AR XA REA Y HLA-B 7 S5 ST R, 43 0 2%
HLH 5 8 R 2 R A0 E I 5L 4] DNA 143 U
B8, R R 30 wL ARFRIEAT 3 W Sl 20
ng/pL, Wi bR 28, 20 il 1 4% 41 i — % HLA-B5801/
5701/1502 B kil Fl X 7% i, Wk 1.
2.2 EERZHHINIMERE

A0 R B A e R A PR R L G O o
BRI R A BR 2 A IRV R s BHE A FRA A
VLR R A PR A BRA W45 4 R UMERR & 507
(43 A B.C.DACER) 433K T SBT i .SBT
% NGS % \Z¢J6 PCR 75, X 20 X 57 fhilt 471 T W
EFRE , A B.C =K ¥ Al it i 2 &g ik
HLA-B i & 1 4 743 BUF B, D 2 @ ol g 45 i

£1 SERE 20 HIHERDNA WKRNLER

Table 1 DNA test results of 20 samples in the reference panel

FEA G A260/A280 B v A I R4 S A, S 1K
CNGB030299/HLA19061-01 1.94 B*15:27 B*38:02 94
CNGB030307/HLA19069-02 1.82 B*13:01 B*35:03 BH
CNGB030295/HLA19057-03 1.89 B*15:11 B*51:01 BH
CNGB030306/HLA19068-04 1.89 B*08:01 B*40:06 95
CNGB030290/HLA19052-05 1.84 B*52:01 B*58:01 B*58:01 FHE:
CNGB030125/HLA18005-06 1.88 B*13:02 B*15:02 B*15:02 A
CNGB030151/HLA18022-07 1.85 B*15:02 B*40:01 B*15:02 [
CNGB030154/HLA18025-08 1.89 B*14:02 B#40:06 95
CNGB030292/HLA19054-09 1.9 B*44:03 B*57:01 B*57:01 FHE
CNGB030297/HLA19059-10 1.86 B*#35:03 B*44:02 B
CNGB030294/HLA19056-11 1.93 B*37:01 B*58:01 B*58:01 [
CNGB030308/HLA19070-12 1.88 B*18:01 B*46:01 95
CNGB030300/HLA19062-13 1.92 B*15:02 B#55:02 B*15:02 FHE:
CNGB030305/HLA19067-14 1.89 B*07:02 B*54:01 B
CNGB030273/HLA19035-15 1.87 B*58:01 B*67:01 B*58:01 P
CNGB030311/HLA19073-16 1.93 B*13:02 B*67:01 95
CNGB030316/HLA19078-17 1.92 B*51:01 B#58:01 B*58:01 FHE
CNGB030147/HLA18018-18 1.9 B*46:01 B*57:01 B*57:01 FHE
CNGB030303/HLA19065-19 1.93 B*15:18 B*57:01 B*57:01 FHE
CNGB030138/HLA18009-20 1.94 B*39:01 B*58:01 B*58:01 P
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B1502 1 B5801 [ FHPES FAPESS R . 45 R 3K W], 78
il 3 B B AR BEROKOE L A IR E 5 R 55
AL R A R ZE R (R DA S, BAH
422 i s R B LA U R /K F- 10 ng/ L 22 )5 2545
SBT 32 43 UG A3 Al AG: 1 HL 5 8 240 35 [R] 43 74 &%
HAF A o DA EN S 5 i B2 B1502 57 &K
M BR 10 ng/pL Z J5 #F 47 2 % PCR 6 kg I, %
B5801 X7 & M B 2.5 ng/wL 2 J5 #4755 PCR
e AR R A, B 35 5 i B1502 Fl B5801
(A BH A | BH I A AR A

2.3 HEZRZSH MW MBS ERGUE

HLA-B5801/5701/1502 #% FR K6 1l [l % = %
P BT DNA FEAS, 223K H B A 55 -20TUL
T, A 2SR R vk B —20°C & 4 2 iy, HL2EK
PRI Z R . DNA BEARTE-20C A7
AEW RS MY, AR = BEFEWE 1) DNA 2% fh7F
37TChI A A Z sk e . FIEEIH P Al GE
— A A SE AR S % A -20C 5 % 1 (20~
25C) Z [Al R B VRl 3 K, Z J5 4T T SBT M 53k
PCR 72 P Bl 7 2 (R B0 UE , A6 00 &4 SR 2 5 10 % 4%
TR (—20C) S % il 58 42— 30, IR R R W
SRR 3 IR 2GS 7% AR BARRE N . ABEFIE
X2 E R S 5% AT RS e M5 52 DL S )
WA, IR PR A I 0 5 AR SR oK

TN 3 B S N AR AR 1R,
it FH A SR8 AR B R A BR 23 R Y HLA-B {7
SRR R o R oy BN & (SBT DT % ) R A7 4
T, 25 S35 5361 i B3 R 43 R 28 SR —

AR S 25 ok e O 0 R B A RS2
S22 G RO RN A L AR E AR &R, 255
PEB A DNAFEAS . LU EFoe 8t 2600, AR 4niE
PUJE BB5801/5701/1502 #% B A6 I 6l 5% 2 2% i ()
B HERATE 2 — VAR PRI A5 20K 18 Tt
HLA-B5801 # A7 & HLA-B5701 A% A5l
B & \HLA-B1502 2 FR A I 0] & 04 v il v L
SV BRI BRI BEFE AR R T BT I FIIEAT
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IncRNA MCM3AP-AS1 8] miR-524-5p E CIK 4/l
% il e As40 B b HIBLEIESE

HAE FRA EXZ EM RAET

(# ZE] BHH HOHREEES S RNA BUNL AR RS 3 454 81 L 1(IncRNA MCM3AP-
AS1)Z 55 41 R 375 5 A543 (CIKO) 4 Hf A 473 il 33 20 A 2 o (R I 4 91 a8 MCMBAP-AST 1 & #£1)
AEMARIE N0 THLEl . 75k AT 80850 & (CCK-8)H: % CIK 40Xt A549 4y A v . 52
A 25 i PCR(RT-qPCR) Rl 55 CIK 4 i L% 72 1 J5 A549 4 i h MCMB3AP-AS1 Fl miR-524-5p [
KK ARSI CIK 40 L85 32 55 A540 4HILJH T-15 10 . 4% MCM3AP-AS] it F2 ik 844 . miR-
524-5p 114 . pcDNA-MCM3AP-AS1+miR-524-5p 43 3 Ut A540 4if, 55 CIK 4335355 , = 4
ARFI A549 HREIA T84k . WS FR B 5 3 B 55 50 Fl RT-gPCR %0k MCMBAP-AS1 X miR-524-5p 1Y
M VERH . S8R CIK ANR I ] e BEAR I Ty s a4, i BRI e 201 /B 12 hilf 1T )
ZRHF5E . 5 CIK 4 HE3E 355 , A549 41 il MCM3AP-AS] 1353k i 25 AL, miR-524-5p (13634 g THE ,
A549 AIJH TR B E AN (P<0.05) . 3T #35 MCM3AP-AS1 87 14 miR-524-5p #3455 , CIK 40T A549
20 %) 9 TR AR P S G (P<0.05) . MCM3AP-AST # [is) 7 M 4 45 miR-524-5p %3k, 3 %35 miR-
524-5p T LAii6 5 355 MCM3AP-AS1 X CIK 415 2 1) A549 A T2 520 (P<0.05) . #5118 CIK 4f
Jif9 38 3L 4% MCM3AP-AS1/miR-524-5p i i A2 S fites AN A T, A CIK AU A Y7 s 8 (BT i 44

[ ] Miss; CIK 400l ; MCM3AP-AS]; miR-524-5p; 4l 1=

Study on the mechanism of IncRNA MCM3AP-AS1 targeting miR-524-5p in

CIK cell-induced apoptosis of lung cancer cell A549
XIAO Yongping, LI Qingke, WANG Xingchang, WANG Fan, YUAN Huijun*
(Department of Pharmacy , Gansu Wuwei Tumor Hospital, Wuwei, Gansu, China, 730000)

[ABSTRACT] Objective To investigate the role of long-chain non-coding RNA Micro-chromosome
maintenance protein 3-associated protein antisense 1 (IncRNA MCM3AP-AS1) in the regulation of cytokine-
induced killer cells (CIK) killing lung cancer cells, and to determine the target genes of MCM3AP-AS1 and its
molecular mechanisms. Methods ~ Cell Counting Kit 8 (CCK-8) was used to determine the killing effect of
CIK cells on A549 cells. Real-time fluorescent quantitative PCR (RT-qPCR) was used to detect the expression
levels of MCM3AP - AS1 and miR-524-5p in A549 cells before and after co - culture with CIK cells. Flow
cytometry was used to detect the apoptosis of A549 cells before and after co-culture with CIK cells. MCM3AP-
AS]1 overexpression vector, miR-524-5p inhibitor, pcDNA-MCM3AP-AS1 + miR-524-5p were transfected into
A549 cells, and co-cultured with CIK cells, flow cytometry was used to detect A549 cell apoptosis. Double
luciferase reporter gene experiment and RT-qPCR were used to verify the targeting effect of MCM3AP-AS1 on
miR -524-5p. Results CIK cells generally killed lung cancer cells in a time - dependent and concentration -

dependent manner, and effect-target ratio 20: 1 and 12 h was selected for subsequent experiments. After co-
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culture with CIK cells, the expression of MCM3AP - AS1 in A549 cells was significantly reduced, the

expression of miR-524-5p was significantly increased, and the apoptosis rate of A549 cells was significantly
increased (P<0.05). After over-expressing MCM3AP-ASI or interfering with miR -524.-5p, the apoptosis -
promoting effect of CIK cells on A549 cells was significantly decreased (P<0.05). MCM3AP-AS] targets and
negatively regulates miR - 524.- 5p expression. Over-expressing miR - 524.-5p could reverse the effect of over-
expressing MCM3AP-AS1 on A549 cell apoptosis induced by CIK cells (P<0.05). Conclusions CIK cells
promote the apoptosis of A549 cells by regulating the molecular axis of MCM3AP-AS1/miR-524-5p, which

provides a new basis for the treatment of lung cancer by CIK cells.

[KEY WORDS] Lung cancer; CIK cells; MCM3AP-AS1; MiR-524-5p; Apoptosis

T AR, 4 BRI i 5 38 AL T 3 T 0
e TR B 2 e AR R 2R T,
Bk T AR R R, 2 BUR A T2 E AL T 4 ak
BIFERS I AT AR TT AR T AR
102 WA P RIS 241, it s i U O R AR A 21
FUeE" o BRI, AR IR SR SR ek i R R
SR E CE R, A R T 5 5 9 R 43 (eytokine
induced killer cell, CIK) 4fi il & A~ 32 MHC FR i i) 2
L BE PR 6K 400, 3 4R T CIK 4 1) 3 4 fie i
7T AR S | 45 I T N ) Z2 R R A i R
SR RO (H R 4 i I T A AL
ARTEA P, KAEEIEG S RNA SN 6 1A 4E
HEH3EEEAR X1 (long non-coding RNA Micro-
chromosome maintenance protein 3 - associated pro-
tein antisense 1, IncRNA MCM3AP-AS1) & —Flfr
R IAEUEHED , WFFE R il h MCMB3AP-AS]
FEF IR, THE MCM3AP-AST al 11 il it s 40 e 14y 4
B IR R I A A ok, 410 o) il e B o AN AU T
R MCMBAP-AS] 78 CIK 4 it 175 5 i 6 240 ffd )
TR EIPE R, B FE R ir L 2R, 4578 MCMBAP-
AS1 Z: 5 CIK 41 i A% s it i 4 e i V8 FHAIL 1 L LA
i CIK 40 i G 5 7 ok A i i B 7 v 8 17 i 42
BEIBRYE

1 #RERE

1.1 SRR

NI fi 988 200 L Bk AS49 (TR AR N FD ) 5
anti-CD3 H IR T AUt AR AE W HAR A R A H
anti CD3 PE Cy5 . anti CD56 FITC ( 3& [# PeproTech
3] ) ; CCK-8 1357l & . Annexin V-FITC/PT X 4
At L 8 T AR R (LR S R A ) s cDNA R
— 4% A ) & L SYBR Green Fast gPCR Mix ( K
E TS A ) 5 Cleaved-caspase-3 HL A | B-actin LA
Rl P % 1gGH (2 [E CST A H) ) 5 f xR 4 i (32

Thermo A #] ) 5 %¢ )t % &t PCR ¥ ( 3£ [E BIO-
RAD A H] ).
1.2 Sk
1.2.1 CIK41jEisS

F: 2R 5 B 4 CIK 400, 5 545 14 d 1)
W AR 2 A8 o
1.2.2  CCK-8 1l 5 CIK 4 i %o fiti 98 20 A 114 5 A
YEH

B 1x10" 4> A549 20 il 4270 21 96 FLAR , #% FRSKL
AL 10:1.20:1.,40: 1 M A CIK 4, 3557 0.
6.12.24 h B, JLA CCK-8 a5 , A SRS 1 4% L
WG RE (OD) A . CIK 4R 376 P (%) =(1-55 56
fL OD {H/E4H il OD)x100% o
1.2.3 RT-qPCR Kzl 5 CIK 4 Mg 3 8% 3% /i J5
A549 411 fifg HF MCM3AP-AS1 Fil miR-524-5p 1) 3 ik

BC1x10° 14> A549 44270 3 6 FLAR , 75 6 fLAR
FCE LA 0.4 wm PR, He B L 2021 M
A CIK 4 g . WG Mtz 12nm
A549 41 i, $5 BCAH i 5L RNA, 72 I cDNA 55 — 4%
A A £ A B cDNA, #2 it SYBR Green Fast gP-
CR Mix fifi /35 B i# 47 RT-qPCR. 2 % i 43 #r
MCM3AP-AS1 Fl miR-524-5p [ kK,
1.2.4 NI AR I E CIK 2 i o i 98 200 Ff i) 9
T FER

RS 12 h 5 IR A M. BAFERIA
400 pL 255 G2 il T2 AN R A1), 4 S A
5 WL A4 Annexin V-FITC 1 PL. i 2 £ A {0 0 20
MO T
1.2.5 Western blot £l 5 CIK 4ff ffd 3 1% 3% 7 J5
A549 4l i Cleaved-caspase-3 £ [ [ 5215

HHEFE 12 h )5, R RIPA 2L 246 B2 5
HEI o e R R TR A T B 45 e Hht Dk -7 - R 1 3 ] -
— P E - PO E - RO G- KB i
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1.2.6 3 2 2 I A A 00 i s 40 e 0 1

F| A Lipofectamine™ 2000 # pcDNA-NC ., pcD-
NA-MCM3AP-AS] . anti-miR-NC . anti-miR-524-5p .
pcDNA-MCM3AP-AS1+miR-NC .pcDNA-MCM3AP
-AS1+miR-524-5p 73 5l 4 A549 Zififs , ¥ 4% 48 h,
D 7 5 e OR B A% I He IRACRE EE ol 20 1A
CIK 20 3L 5547 12 h, B 5 #2218 1.2.5 F1 1.2.6 5%
M 5%E A549 Y 172 F1 Cleaved-caspase-3 25 [ Y
FkIKE,
1.2.7 UG FK B i A 3 PR 52 56 56 §F MCMB3BAP-
AS1 XF miR-524-5p FitJ# i) 45

A miR-524-5p 455 o7 13 1 B A2 B (WT-
MCMB3AP-AS1) 5, 7% A miR-524-5p 45 & i 55 5748
J 31 14 9€ 725 7 (MUT-MCM3AP-AS1 ) 9% 5t % il 4
A5 JL R 2 K 43 1) 5 miR-524-5p mimics . miR-NC 3£
BRI ASA9 A0, B Gk 48 h, I 5E 4% 24 40 M il 98Ol
HIEE
1.3 St

K HI SPSS 20.0 #AF#EA T 4T, 1R BORHH
(x+5) R, BHALA] LR e K 374087, 241
(1] AR R 28 22 04 5 THECROR T n (%) 36
IR AT KRR P<0.05 FR2ERA G FRE

2 HFHR

2.1 CIK 4l 3 7R e T 8 1 1

CIK 20 M35 S 55 3% 14 d I, W 20 20 it A 4G )
CIK 4 i b g5 7Y, 2% 5 {2 7 CIK 41 it K A4 LA
(] e AR e T SR A0 s A L, 25 57 SR i
B (P<0.05), 1,

F1 CIKHRaxt iz M@mp RGIER (x£s)
Table 1 The killing effect of CIK cells on lung cancer

cells (x+s)

I RBAKFREZET G, ZRASLITE L (P<
0.05), WF2,

%2 qRT-PCR #illl IncRNA MCM3AP-AS] #
miR-524-5p (x+s)
Table 2 qRT-PCR detects the expression of IncRNA
MCMB3AP-AS1 and miR-524-5p (x+s)

2H 5] IncRNA MCMB3AP-AS1  miR-524-5p
NC 1.0120.10 1.03+0.11
CIK 4 Jifs 0.33+0.03 3.69+0.38
2L 19.540 20.172
P{H 0.000 0.000

D w773
- RF (%)

10:1 20:1 40:1
0Oh 0.05+0.001 0.04+0.001 0.01+0.001
6h 2.13+0.21 3.96+0.40 5.21+0.52
12 h 2.22+0.22 30.23+3.02 36.12+3.51
24 h 2.24+0.23 32.29+3.23 31.27+3.13
F1H 285.805 527.128 529.744
PiH 0.000 0.000 0.000

2.2 CIK fi i % i 95 21 L A549 2 g rf IncRNA
MCM3AP-AS1 Fll miR-524-5p % ik 7K - i 52 1]

CIK 40 i1 /E FH 12 h J5 , A549 41 Jitd 7 IncRNA
MCMB3AP-AS] 13k 7K 1 2 F# K, miR-524-5p

2.3 CIK i X i it 40 L AS49 21 1~ F) 52 i)

5 NC A H#, CIK 4 2 A549 4iiJifg Cleaved-
caspase-3 4 [ I R IK B35 Thim , 4 g T3 1 3%
T, 2R A G (P<0.05) I 1,

NC CIK 4 NC - CIK 41l
10' 10°
. : Cleaved. 19 000
10 10 caspase-3
PI 10° 10
10' 10' )
10 10 B-actin 43 000

10°10'10°10'10°  10° 10" 10° 107 10"
Annexin V-FITC
AL 2 2 SRS 0 4 L8 T 5 B. Western blot £l Cleaved-
caspase-3 5 AR IA
B 1 CIK 48 a s il 48 A A549 48 B T B 520

Figure 1 The effect of CIK cells on apoptosis of lung cancer
cell A549

2.4 3Rk MCM3AP-AS] /] LLjSi%E CIK 41 i
) A549 T

5 pcDNA -NC+CIK 4ff Jifd 41 L %% , pcDNA -
MCM3AP-AS1+CIK 4 fifl 21 A549 4fi ffd MCM3AP-
AS1 33K i 2 T+ 15 , Cleaved-caspase-3 &5 [ 1Y 4%
I8 EREAL, AN TR B RRAL, Z R A G
B (P<0.05), W3,

%3 ERiXZ MCM3AP-AS] 7] LLi¥ ¥ CIK 4 R85 S8
A549 BT (x+s)
Table 3 Overexpression of MCM3AP-AS] can reverse the
apoptosis of A549 induced by CIK cells (x+s)

MCMS3AP- Cleaved-  J#T7%
AS1  caspase-3 (%)

4151

pcDNA-NC+CIK 4l 1.02+0.11 0.92+0.09 25.8822.59

PCDNA-MCEMBAP-ASL o o) 139 0524005 12.0121.20

+CIK 4 ity
{8 19.505 11.655 14.577
P14 0.000 0.000 0.000
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2.5 4t miR-524-5p A] LLi%i % CIK 41 ffd 5 5 1)
A549 JH 1=

5 anti-miR-NC+CIK 40 it 41 v % , anti-miR -
524-5p+CIK 4 i 20 A549 4il il miR-524-5p [ £ ik
I AL, Cleaved-caspase-3 5 [ 1Y % 14 B & [%
I, M T B AR, 22 A SEi T L (P<
0.05), W4,

Fz 4 FHE miR-524-5p AT L CIK 4 AR5 569 A549
BT (v +s)
Table 4 Interfering miR-524-5p can reverse the apoptosis
of A549 induced by CIK cells (x+s)

. Cleaved-  ZHfHT-%
2H 9 R-524-5
AL m1 p caspase-3 (%)
anti-miR-NC+ .
CIK 4 1.00+0.11 0.95+£0.11  24.38%2.44
anti-miR-524-5p+
.35+0.04 .56=x0. 11.02+1.1
CIK 4 0.3520.0 0.5620.06 02+1.10
i 16.660 9.338 14.975
P{H 0.000 0.000 0.000

2.6 MCM3AP-AS1 # [1] 4% miR-524-5p )ik

TargetScan i ll] &} 7~ , MCM3AP-AS1 Fl miR-
524-5p Z [A) 7 7E 5B 40 i B Fe R4 B i o 5
miR-NC F1 WT-MCM3AP-AS1 $L4% YL 2] 1% , miR
-524-5p Fl WT-MCM3AP-AS1 H: 44 G4 2] A549 41l fify
(9 2 Tl % P i 2 I (P<0.05) 5 5 miR-NC Al
MUT-MCM3AP-AS1 4% 4421 [1 4, miR-524-5p FlI
MUT-MCM3AP-AS1 46 4L 24 A549 41 i 1Y %< ot
R L B A, 5 si-NC 4l i, si-
MCMB3AP-AS1 2 A549 4il iy miR-524-5p it & ik 7K
2 E T 5 5 5 pcDNA -NC 4 L % , pcDNA -
MCM3AP-AS1 41 A549 41 il miR-524-5p 3 ik 7K
- I AR (P<0.05) , WK 2.2 5.6,
2.7 1 FRIK miR-524-5p A LA i 3k MCM3AP-
AS1 X} CIK 4571 A549 JH TR 5200

5 pcDNA-MCM3AP-AS1+miR-NC+CIK 4l fits

2 18T TargetScan ¥ MCM3AP-AS1 # miR-524-5p
FRFTHNTEE
Figure 2 Schematic diagram of predicting the combination

of MCMB3AP-AS1 and miR-524-5p through TargetScan

5 miR-NC 5 miR-524-5p 5R & B fL L A549
R e WS R BEE AT (vxs)
Table 5 Detection of dual luciferase activity after
co-transfection of miR-NC or miR-524-5p with the reporter
plasmid in A549 cells (v +s)

151 DG E S I
WT-MCM3AP-AS1 MUT-MCM3AP-AS1
miR-NC 1.010.11 1.0420.12
miR-524-5p 0.30+0.03 1.02+0.10
tH 18.681 0.384
Pl 0.000 0.706

£ 6 RT-qPCR #&ill miR-524-5p HIRIE (v +s)
Table 6 RT-qPCR detection of miR-524-5p expression

(x+s)

21 5] miR-524-5p
si-NC 1.00+0.11
si-MCM3AP-AS1 2.63+0.26
pcDNA-NC 1.03+0.10
pcDNA-MCMB3AP-AS1 0.400.04
F1H 359.724
P{H 0.000

21 %%, pcDNA-MCM3AP-AS1+miR-524-5p+CIK
20 i 21 A549 41 il miR-524-5p Y %k B 2 T
Cleaved-caspase-3 £ [ ) ¢35 10 2 Ty, i M T
R N, 254 % E L (P<0.05) . UL
x7,

£ 7 FRIE miR-524-5p A LA EEE R IE MCM3AP-AS1 3t CIK 4R S8 A549 FT-RIZIE (x+s)
Table 7 Overexpression of miR-524-5p can reverse the effect of overexpression of MCM3AP-AS1 on A549 apoptosis
induced by CIK cells (x+s)

iR miR-524-5p Cleaved-caspase-3 FATR (%)

pcDNA-MCM3AP-AS1+miR-NC+CIK 4 ffy 1.01+0.10 0.50%0.05 12.35+1.24

pcDNA-MCMB3AP-AS1+miR-524-5p+CIK 4fi Y 2.66%0.26 0.85x0.09 21.08+£2.11
{8 17.769 10.199 10.701

P

0.000 0.000 0.000
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3 itig

AR Bl AT R S 2= R oy FAE I R R
J& | g S i T B A R TR AR Y Z A
(4 5% DU IR IR ST R o IR e iR T AL A I Akt
PEIRIT L LA T bk L At A A Bl ) 4 B T AR G T R
ST ARG T O kR T R
A ERPE R — PSRk, R
PRAINY™ B4 TG 1) CTK 41 i 45 6 38 40 A oA 31 ik o
YA, CIK ZHAE LAY NKT 4, 2 A Sk & i i 4
Jia 7 CD3 7t 44 Fi 4 Jifd ] 7~ (IFN -y, TL-1c A1 TL-2)
WS A — A L% CD3"CD56" FH 4 T 4
J kg = 10 90 L 400 FRLARE , Xk 22 Tl 98 4 i 2R R iy R
Sl AR R 2 B L A A A P TR PR K CTR 4
JELFI AS49 20 Jif 155 5 A6 AS49 20 it 3 P ek AR
71N, CIK 4 A AR DA [i] v B A0S Py X2 4 i
FEANM , E 12 h REHE HE Ry 200 1 B & 38 BT, 3
12 h 3 e 202 1 — P57 & IR CIK 40 il A 200
1755 A549 41 i 7 12 JF 42 #F Cleaved-caspase-3 &
iko BLAL, ZI0G RAFFE S 2e H CIK 41 iR 7 X i
il g £RE R A U AT G CIK 41 LG
7] I A U AR /N A B A e R AR A

MCMB3AP-AS1 J& MCM3AP i )% ¥ InRNA, 5
FHOBR AR T 45 22 T g 10 U 2 0 R A G
Wang 25"V HIF 5% & L MCM3AP-AS1 & %35 5 1
SR IR AR TR R o s iR e T 22
SIEAHSE, B MCM3AP-AS ] #1151 925 20 i fY
BUFE B T TE R AR R I i e JT AR RSN
NN TS . Yang 5548 H MCM3AP-AST U1 B X}
ik i 96 2 L L R /N BRI 98 7 A A B AT B A A o
AR, Li 25 1F 58 3 I MCM3AP-AS1 5 ik 2
S IS A B SR I R N . A B
ST 7 , miR-524-5p &8 MCM3AP-AS1 (17 7 i
FEHZ—, miR-524-5p VE R —Fmig B A, BRrt ot
FEUESZE Fe3k miR-524-5p wJ ] B g R e
SRR R AL, A BFSEE ) IncRNA TUGL
3 2 H W) miR-524-5p AT HE AT OSCC 4 i 1% 3 56 Fi
TERWERE™ . HT UL EHES IR, AR H2 R %
CIK 4fi i < F 5 MCM3AP-AST ik, #kimi iR
miR-524-5p ik, N1 A549 4L T, A549
4 il 5 CIK 40 ifg 2 5% 5% 12 h J5 , RT-qPCR # il
MCMB3AP-AS1 Fl miR -524-5p ()2 ik K R,
MCMB3AP-AS1 [k B EF#IC, 1 miR-524-5p 1Y

TR W ETE . I FIE & B AS49 40 5 e
MCMB3AP-AS1 i3 33k k7 5% miR-524-5p M4 f5
T 5 CIK 40 5% 3% , CIK 40 M % A549 41 it i 4
oA RAEH B EFEIL, #2278 MCM3AP-AS] Fl miR-
524-5p 1£ CIK #1155 5 A540 4 - rp HAT — %
YER o AN ARHIFSE 38 52 A8 38 Tl 4 5 32 PR S 46
1 RT-qPCR 3iF 52 MCM3AP-AS]1 # [i] miR-524-5p
If o s R Gk . UK, CIK 4i i 2 A
MCMB3AP-AS1 3k, $[m] 18 miR-524-5p #ik , I
X A549 41 HAT T SRR

Bz, AR WS B oR CIK 40 i i 4 %
MCM3AP-AS1/miR-524-5p i i i fili o £ Jfd EL A 458
5 B TS AR L S CIK 40 6 8 7 1k 7 il g
B BT T I B BRI SER

S %
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MLl 9 236 B840 301 T T (i PG &5
Rorbr

MAER St REWME HVEA ANk #)R SR

[ ZE]1 BB 10 T g v D227 o b o 22 5 DR IS 20 S LA A REAE 4205 301 28 1l v i
P A I AT A IR R X . FiE W 2017 4E 6  F 2019 4E 3 H e L 5 i X I 204
fa B wti2 28 P A HEAT 301 T 3 58 KL PRGN, B2 7Y o i1 9% 3 (R 98 725 5% A gap-PCR 5%, AE B2 7Y o 3l
TR AR B M AT SR AR R NGS MF I k. 455 4 9 236 ilFEAR 1, 31 1 736 14 (18.80% ) K
T ER b 2 B DR 988, e o M 28 PR 738 1 256 191 (13.60% ) , B b 7% HE DA 58725 426 1] (4.61% ) , o &7 B HlL
AR 275 5441 (0.58% ) , S8 MLLHE 11 86 11 (0.93% ) . B T % VLI 23 T o F1 B HIF% FE R 22 A8 4, % B
T 27 4917 L b A R R 8 AR 18 2t 40 141 & B I I R T A SR 15 B0 19 2 AR 1 19 253 86 M5 R I 4T
BN S bl R I IO B 2 7= B B im0 3 R 2R R 22 KA 2 G A L M A 3
IR 9738 K3 2 58 B RIT v AR 35 4 R 75 B0 I 2872, 301 TRkl F i 4 1 L DRURGN 1y 7= iy s e v LA J s 3L

[R4iE ] MhrpiRE AT LB R 2848 5 NGS 5 2271

Analysis of gene detection results of type 301 thalassemia in 9 236 pregnant

women in Foshan

YANG Fada*, GAO Weihong, LIANG Lisheng, XIE Yunan, XIA Liuhe, HUANG Guangqiang, LV Fengbing
(Clinical Laboratory of Nanhai Maternity & Child Healthcare Hospital of Foshan, Foshan, Guangdong,
China, 528200)

[ABSTRACT] Objective To identify genotypes of Maternal thalassemia and mutation spectrum in the
Nanbhai district of Foshan city, thereby to further explore the clinical significance of gene detection of type 301
thalassemia in prenatal screening. Methods The pregnant women in the obstetric clinic of Nanhai Maternity &
Child Healthcare Hospital of Foshan during the period from Jun., 2017 to Mar., 2019 were screened by gene
detection of type 301 thalassemia. The «-thalassemia deletion defects were screen by gap-PCR, non-deletion
alpha - thalassemia gene mutation and beta - thalassemia gene mutation were sequenced by next - generation
sequencing technology (NGS). Results In the 9236 cases, a total of 1736 cases (18.80% ) was detected
thalassemia gene mutations, including 1256 cases (13.60% ) of alpha thalassemia gene mutations, 426 cases
(4.61% ) of beta thalassemia gene mutations, 54 cases (0.58% ) of alpha combined with beta thalassemia gene
mutations, and 86 cases (0.93% ) of abnormal hemoglobin. In addition to the common mutations of type 23
alpha and beta thalassemia genes, 27 rare mutations of thalassemia gene, 18 new types of thalassemia gene and
19 types of abnormal hemoglobin genes were identified. Conclusion There are many genotypes of thalassemia
among pregnant women in Nanhai Maternal and Child Health Hospital of Foshan City, and there are rarer
thalassaemia gene mutations and new discoveries. It is not clear whether it is a disease-causing mutation. The
301 type Mediterranean blood separation genetic test is of great significance in prenatal screening.

[KEY WORDS] Thalassemia; Rare genetic mutation; Next-generation sequencing ; Pregnant women
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b H IR BRI — P B DR 38 A MR O, 2
TR 2 P R R T B o M B BRER A AR
BT 5 RS A9 B AL PRV LM o R iR BT 0
T A AE T R AR, R R BN MR R
Woo TEFRIE EELF KTV, ARFIIER . iR
IR, AT EUR LA R Z R, B
FLE N EEA RAEIRES Ry, R w] 5 DO A 22 I
e €, A3 I DI RE S S5 T E O R AE ™, TR R R
T e w12 1 22 7 S R AT Ml v e 2 AL O A G D
B RS 18 TR L T R T X 2 I
b H I B R DR 2 R R A R Ak, AN RE
R H DL 23 T 3 el SR D 2 AR i HLAE & BR
7 L B 3 % e DR 98 R 5 UL 21 2 1 Y gap-PCR
WA NGS I (975 8534641 301 B M Hh R 57 1 2 [
R , PRAHZ T WA 7 il 22 B9 5

1 MN&E5FE

1.1 W4

2017 4F 6 A % 2019 4F 3 A fEA B gt R 7=k i
I J01 [F) 7 1 2 7= 10 3k 9 236 1), 98 AR i - AR I
AR R A AT O M AT 3 O A 3 2
NS
1.2 ik
1.2.1 gap-PCR %

iz B REAE M HE AR (BRI A R 7 AR 1
B AT AR AR 4E  DNA SR EL P71 vk S 25 %
FIHT
1.2.2 NGS ¥k

K4 EDTA-K2 Hi#E £ M br A 2 mL, 4CIR-AF .

K FH Magen i 71 &5 NV FH % 2R 15 2 BU DNA, B2
fi% 40i 1k , & F§ NanoDrop 8000 X} DNA # 17 5& &
LRI

A B 413t 4T PCR ¥ 3 , 9 34 )5 i 7= 4 7F
1.5% 35 e W 6 e 547 HL DK R DU, ) W PCR 3 34 512

XS JE Y W AT IR A, A 96 £ PCR
AR LA B 10 WL PR 2R R Pooling T 1
ASHTHY EP 45, RIS —AN S0, o TR A 40 1
ZSCPE , #4738 4 Tlumina U547 Y index PCR-
free DNA SCJE I # 2 ,

i H Agilent 2100 Bioanalyzer £ il 3C /% i &
L2 Q-PCR A tt A il S F28 77 f , 4 7 SC 2 Al 4% o2
T o KA A O REAS 28 J2 07 A ) DNA R

BN SCJEAE Tlumina HiSeq2500 3 743 $2 B 0
LA HEAT PE100 I 15 , 7 A JE 6 Hhai
1.3 Edli b

ARAT 0 JE IR B B 1 36 3 R AL, Bdl
GINER N B S TR = o IR O R A&
(Raw reads ) #4737 Jo & 3P4 , 25 BRAK 0T & L &
B 453k 5 YL 11 reads , SR J5 MR T index 1 primer 732
Z N [ARE At TP ABUS S50 87 5 51 BWA B 1K reads
Foxf 2 225 B K 5 41, 4 ] SOAPsnp # - FiT Sam-
tools #1443 #E4T SNP A1 Indel F A1) , 4= 1% H b5
X Ik L 2 AR EE R

2 #R

2.1 o MUFTFERI B B S ARG ) KA AT A L

£ 9 236 i 28 F= AR AR A, 361 256 K
DU H o b B HE PR B B S8 A8, o b B JE PR il 2 w28
AR 2N 13.60% o Horft o 1B HE PRk w2
AR DL aa/--SAFER A L, WL,

Fz1 12560 HIBRERRIIREDHIER [n(%) ]
Table 1

thalassemia gene in 1 256 cases [n(%) ]

Distribution of deletion or mutation of alpha

o ML DR Bl 2 g 8 AR 2 7Y 4
oo/ 613(48.81)
aa/-a*’ 360(28.66)
aa/-a'? 94.(7.48)
Hb Westmead 225 81(6.45)
Hb Constant Spring (Hb CS)Z¢& 40(3.18)
Hb Quong Sze 225 20(1.59)
-t 11(0.88)
oo 4(0.32)
aa/--" 42 4 Hb Westmead 2845 4(0.32)
Hb Dapu 72 & 4(0.32)
o/~ 4(0.32)
a2 Codon 31 (AGG>AAG)Z+H 3(0.24)
Alpha2 Codon 30 del GAG Z4+& 2(0.16)
IVS-I-117 (G>A) 28 & 2(0.16)
-t 2(0.16)
ao/-o* 54 Hb Westmead 2875 2(0.16)
Hb Westmead 24 & Hb Constant Spring 1(0.08)
(Hb CS) 74 '
Codon 40 AAG>AA-ZRE 1(0.08)
Fusion gene/aa 1(0.08)
Hb Constant Spring (Hb CS)4li & 1(0.08)
-o-a? 1(0.08)
-a/-a*? 1(0.08)
aa/--** 2 4 Hb Constant Spring (Hb CS)%€48  1(0.08)
aa/-o*" %2 £ Hb Quong Sze 5748 1(0.08)
aa/-a"* %24 Hb Constant Spring (Hb CS) %848 1(0.08)
aa/-a* 54 a2 Codon 31 (AGG>AAG) AR 1(0.08)
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2.2 BB EEI AR th M oA dE L

TE 9 236 | 28 7= AR A A v 3 426 £ 6 0
OB LAY LR A, B oM AR I [R5 AR () AT RN
4.61% . Forp B i %7 KL K 28 48 i DL Codons 41/42
(-TTCT) beta’ Ze & FEH B Ky ., WHE 2,

F2 4200 HRERARTHHER [n(%) ]
Table 2 Distribution of mutations in beta thalassemia

gene in 426 cases [n(%) |

BT HE R 8 AR 5 Y F4 1 EE
Codons 41/42 (-TTCT) beta’ 24 & 145(34.04)
IVS-11-654 (C>T) beta' 245 102(23.94)
Codon 17 (A>T) beta"Z4 4 49(11.50)
-28 (A>G) beta™ 22 & 46(10.80)
-50 (G>A) beta 2445 18(4.23)
Hb E 44 16(3.76)
Codons 71/72 (+A) beta" 245 11(2.58)
Codon 43 (G>T) beta"Z& 4 8(1.88)
Codons 27/28 (+C) beta"Z2 & 8(1.88)
-29 (A>G) beta' & & 4(0.94)
;;zz\eggamma(Agammadeltabeta) £(0.94)
Codon 37 (TGG>TAG) beta’ 2% & 2(0.47)
Codons 14/15 (+G) beta"Z4 & 2(0.47)
IVS-1-1 (G>T) beta"Z4 & 2(0.47)
IVS-II-5 (G>C) beta 245 2(0.47)
28 (A>G) beta' 44455 4 Codons 41/42 1(0.23)
(-TTCT) beta"Z2 & ’
5'UTR +43 to +40(-AAAC) beta'Z4 & 1(0.23)
-90(C>T) beta 24 1(0.23)
beta-176 (C>T) 244 1(0.23)
CAP +8 (C>T) 44 1(0.23)
Initiation codon ATG>AGG beta’ 225 1(0.23)
IVS 11-761 (A>G) beta (0 or+unclear) 745 1(0.23)

2.3 o B 5 B HLBHE R ALK T Ko A i

FE 9 236 1] 28 = IR AR A i, 2 54 B RGI0 H
aBEBHMAIKNRA o B E B HATILKHRALR
AR K 0.58% . HH aa/-a* 5 4 Codons 41/42
(-TTCT) beta"Z2 R £ . W3 3,
2.4 UL B R ARG th e oA A L

TE 9 236 il Z 7= A 4G I AR A v, 3t 27 i 4G
DU 27 D 780 by 2% G PR R A8 L4 A R0 0.29%
W4,
2.5 HBI A IE 2 5 O ) H 75 L R g8 AR G
Koy At i

FE 9 236 | 42 F= IR REAS v & 0 18 283t
40 1 (0.43% ) H T 1 A I 28 2 15 B0 1Y Hb 3% 5L 8

£33 54Bfla EARHAERRESHIER [2(%) ]
Table 3 Distribution of mutations of alpha complex beta

thalassemia gene in 54 cases [n(%) |

BT I R 5 AR 2T il ake
aa/-o* 54 Codons 41/42(-TTCT ))beta’ 225 8(14.81)
aa/--"* 43 E-28( A>G )beta 224 7(12.96)
aa/--SFA %4 Codons 41/42(-TTCT )beta’ 245 4(7.41)
aa/-a? 54 Codons 41/42(-TTCT )beta’ 244 3(5.56)
ao/--H 4 Hb EZ%E 3(5.56)
aa/--SE A TVS-T1-654(C>T)beta 2445 3(5.56)
Hb Westmead 2255 4-28(A>G ) beta 225 2(3.70)
aa/--SF2 54 Codon 17( A>T )beta’ 224 2(3.70)
aa/--SF 54 Codon 43(G>T)beta’ 2424 2(3.70)
Hb Westmead 2452 5 IVS-I-1(G>T)beta"Z4 5 2(3.70)
ao/-o* I A4 IVS-11-654(C>T ) beta' 25 2(3.70)
aoa/--SF A -28( A>G ) beta 4l & 1(1.85)
aa/-0* B A4A-28( A>G )beta 225 1(1.85)
aa/-a* 5 A4E-28( A>G )beta 225 1(1.85)
ao/--SF I A-29( A>G )beta 44 5 1(1.85)
aa/-0* B A4A-50( A>G )beta 225 1(1.85)

ao/-o* 4 5'UTR +43 to +40(-AAAC )beta’Z44 1(1.85)
Hb Constant Spring(Hb CS )42 % 4 Codon
17(A>T)beta" 24 &

Hb Westmead 244 % & Codon 43(G>T )beta’ 224 1(1.85)

1(1.85)

aa/-a*"H F Codon 43(G>T)beta" A2 A 1(1.85)
Hb Constant Spring (Hb CS ) %424 % & Codons 1(1.85)
41/42(-TTCT)beta’ 245 ’
Hb Westmead 744 & & Codons 41/42(-TTCT) 1(1.85)
beta’ 2445 ’
aa/--"" 2 £ Codons 41/42(-TTCT )beta" 24 & 1(1.85)
Hb Westmead 2254 4 Codons 71/72(+A) 1(1.85)
beta’ 244 ’
Hb Constant Spring(Hb CS)Z#5E G Hb EZ% G 1(1.85)
Hb Westmead 2%5 5 4 TVS-11-654(C>T) 1(1.85)
beta Z4 A ’
aa/-a?E A TVS-11-654(C>T )beta' 42 A 1(1.85)

2.6 S IMAT AR FASEDRRE H K o A L

1 9 236 B2 = Ik AR AR v, & 19 28 58
MLET 8 5L R 3 86 1 (0.93% ) . W3R 6,
3 iTig

1 G 6 I 3tb H A 2 138 ] MCV B3 MCH
T I 2T 8 PR SOR 07 A, Pl R DL 23 250 v VAF
B R ARG I SR A T2 W, X 7 vk LR A 2R B 9% T
Xof T L TR A o b B 3 DR BB AT A R L 7 b 7 3
PR 5 17 5 25 2 i e A% . R A Gap-PCR LK &
NGS I #7547 301 M 3 56 POAS I, A4 AT LL—
YA H 301 76 b 27 e PRI S AR, SR REAG I 1 52
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R4 2GRN BMABREARESHER (n(%) ]
Table 4 Distribution of gene mutations in 27 rare cases of

thalassemia [ n(%) ]

Fo SoPIREMAEBERSRHIER (n(%) ]

Table 6  Distribution of Abnormal Hemoglobin Genes in
86 Cases [n(%) |

L R R e AR S FA A L
Hb Dapu 24 & 4(14.81)
aa/--" 4(14.81)
ChineseGgamma(Agammadeltabeta )R A 4(14.81)
a2 Codon 31 (AGG>AAG) 425 3(11.11)
Alpha2 Codon 30 del GAG 244 2(7.41)
IVS-I-117(G>A ) A& 2(7.41)
Codon 37(TGG>TAG )beta’ 24 & 2(7.41)
Codon 40 AAG>AA-Z%4 1(3.70)
Fusion gene/aa 1(3.70)
5'UTR+43 to+40(-AAAC ) beta™ 42 & 1(3.70)
90(C>T)beta' 244 1(3.70)
beta-176(C>T) 44 & 1(3.70)
CAP+8(C>T) 24 1(3.70)
Initiation codon ATG>AGG beta’ 244 1(3.70)
IVS 11-761 (A>G) beta(0 or+unclear) 2% 1(3.70)

x5 WHENERBEERTHRWMAEART N5
1ER [(n(%)]
Table 5 Distribution of mutations in 40 cases of thalassemia

with unknown pathogenicity [n(%) ]

BT A IR M B R S AR S A l3)i'4=4
HBB:c.*+129T>A 244 10(25.0)
HBA2:¢.46G>A (Gly>Ser) 424 7(17.5)
HBB:c.-23A>G ¢4 4(10.0)
HBB:c.-113A>G 424 3(7.5)
HBA2:c.190G>A (Ala>Thr) 424 2(5.0)
HBB:c.-146G>T 2% & 2(5.0)
HBA1 : ¢.334G>T(Ala>Ser ) 244 1(2.5)
HBA2:c.*+127delG Z24 1(2.5)
HBA2:c.*23_*31del CTCCTGCCC 224 1(2.5)
HBB:c.-110A>G 244 1(2.5)
HBB:c.-111G>C 244 1(2.5)
HBB:c.-123A>G 424 1(2.5)
HBB:c.-149G>C 224 1(2.5)
HBB: c.166A>C(Met>Leu ) 2% & 1(2.5)
HBB:c.170G>T(Gly>Val ) 2445 1(2.5)
HBB:c.-174G>T 224 1(2.5)
HBB:c.-184G>A 224 1(2.5)
HBB:¢.316-23_316-4delTACCTCT 1(25)

TATCTTCCTCCCA %4

L2125 (1, DT T LA 8 AR 5 356 PR 985 7 2 100 U A
BRI IR AT XGT g 2550 4) Mt O B A ARG I A8

H oS ST T 1L T RS 1 X 35 980 il HT
WS H I T LT 20 40 M AR B (MCV ) <80f1 A Ifit.
TR 2% AR A) s BH P 38 A 1) 3003 461] 2 78 BHPEAE 5
HEAT 3 FlHy LR 2 Y oo - i 27 35 DR R 0B, ok L H
WL ou- i %% L R #5747 K N 8. 85% , K th i I o- 3t
P B R RUCRAR RN 5. 431% (--5aa) (2. 475%

S EAR: = B ek B% (n) F41 1 EE
Hb Hekinan 1T %5 33 38.37
Hb New York 244 17 19.77
Hb Owari 24 9 10.47
Hb J-Bangkok 244 4 4.65
Hb Q-Thailand Z¢& 4 4.65
Hb Zengcheng 424 3 3.49
Hb Hekinan II 45 2 2.32
Hb Port Phillip 2445 2 2.32
Hb Q-Thailand 44 2 2.32
Hb Broomhill ¢4 1 1.16
Hb G-Honolulu 2%4 1 1.16
Hb G-Taipei 224 1 1.16
Hb G-Waimanalo 244 1 1.16
Hb Hamilton 244 1 1.16
Hb Handsworth 224 1 1.16
Hb Maputo 2445 1 1.16
Hb New York 4li 4 1 1.16
Hb Port Phillip #fi & 1 1.16

Hb Prato 244 1 1.16

(- Taa) 0. 807% (-a* o). WTAEZEXT 11
642 35T 15 17 28 2 10 LUF- Y 20 48 AR B (MCV) <
801 Ay Hhu B 0 A 1L I 27 PH 4 48 AiF | X6 0 25 H A 1
399 1] BHPEAE d i — 20 AT o 2R B R R R B 2k
1 BE KL AT B e AT v b 23 PR S A Y
N 9.91% , Horr o- LB L K #5425 6.45% , B-
M % B A RN 3.46% , o 54 B ML % KL R 45T
N 0.33% ., BEBERETHESEXT 12 092 il 2 MCV fifi
A BHME R 1 679 14 1L T R T DX P 45 A9 BN IS A
G AEAT AT I 43 AL, K B o M % L PR HE A R
M 7.53% , B- M B HE AT RN 3.73% . AWFTEN
T TP 10 1 5 35 R 5 R B i RS SR
s, FRE v RE S Lk A 5T ¥ R it T
214 L AR R (MCV) BEAT 9] 57, 40 9 B 1 s A H
T 3 Pl DL Bl Y o- b A% L R R A3 #r , AR B2k
-3 M A —ER A FE A R - aa, -at aa
(A B oo, 25 UL oo b 3 K PR A7 A T G 1) 155 0 o
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BREE A (IgA) KA SR o A3k 4007 2018 4F 3 1 511 2020 4F 3 AR IA 1 120 491 NS B3
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TEFEA A, 1gM KF 538 8 TR, 2 R S48 L (P<0.05) ;NS 4 A 2ot 5 1 1eG . 1gM 7K
IR T B R ERA SR L (P<0.05) , A FE I I 1gA K A2 R G TR
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K-8 3 I e R AR 11 A 2R G T NS 12 W HL A 2 8 v R Lo AR (.

[REI] BIWREGLIE; RIERRE T B ; 1eG

Changes of serum IgG, IgM, IgA levels in patients with nephrotic syndrome

and their clinical significance
YANG Quan*, ZHAO Rongyuan, LI Yuechang, ZENG Yupeng
(Department of Nephrology, Langzhong People’s Hospital, Langzhong, Sichuan, China, 637400)

[ABSTRACT] Objective To explore the changes serum levels of serum immunoglobulin G (IgG) ,
immunoglobulin M (IgM) and immunoglobulin A (IgA) in patients with nephrotic syndrome (NS) and clinical
significance. Methods The clinical data of 120 NS patients (NS group) who were admitted to the hospital
from March 2018 to March 2020 were analyzed. Another 120 healthy people who underwent physical
examination during the same period were enrolled as the healthy group. The serum levels of IgG, IgM and IgA
were compared between the two groups. The correlation between the levels of serum IgG, IgM, IgA and age,
gender, pathological types in NS patients was analyzed. Results  The levels of serum IgG and IgA in the NS
group were lower than those in the healthy group, while IgM was higher than that in the healthy group (P<
0.05). In the NS group, the levels of IgG and IgM in females were significantly higher than those in males (P<
0.05) , while there was no difference in serum IgA level in patients with different genders (P>0.05). There were
no significant differences in the levels of serum IgG, IgM and IgA among NS patients at the different age groups
(P>0.05). The levels of serum IgG and IgA in the IgA nephropathy group were higher than those in the
membranous nephropathy group and other nephropathy groups (P<0.05). There was no significant difference in
serum IgM level among NS patients with different pathological types (P>0.05). Conclusion Serum IgG and
IgA levels in NS patients are significantly reduced, and IgM levels are significantly increased. Serum
immunoglobulin classification detection has important potential application value for the diagnosis of NS.

[KEY WORDS] Nephrotic syndrome; Immunoglobulin; Membrane nephropathy ; 1gG
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B 51 2 AR TR 1 I I R R AT
KM R AR AR A A E S NSAE L
YA IR ZR LRI, o WA R R Ak ke PE =
Ji P S o L I v, O PR 0 B i R
W, — B ARG D RE Z FLAHSE ™, AW
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IgG) | % Rk & H M (Immunoglobulin M, IgM) |
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TE NS S35 1R Y A 7K P 728 1k R0 7E i R 2 X,
(a1

1 FZRFNAE

1.1 — gk

Ay BT 2018 4F 3 3] 2020 4E 3 J BE BE i iA 1y
120 7] NS f 35 (NS 41 14993 1] 52 8L, NS 41 120 i
B b 74 4], 2 46 6], 1% 18~74 % - H
(42.81+8.18) % , 5 YR HL 120 191 [ A 14 46 fekt e 25 1
ol REdH . B 78 1, Zr 42 B, AE Y 18~75 %, 1Yy
(43.29+7.98) % , fdFEA N AbRHE : OIRK 551545
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GHEIEMELA KA ML, il E
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XA ST 0 [ 3, 28 B A R 15
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Wr HEIE 2 B BT RO E ) T 2 Wi bR s @A
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BRE RGN s QF I MR R GBI ; @F I A
JE B s @G H B O/ F R MR ; ©'F
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1.2 BEARTERMAE
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H (n=75) .>60 % 21 (n=45) , 43§ NS 2H 3% I 74
IgG . IgM  IgA /K V- 50 1 OC 2R 5 B NS 85 AR 4
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IgM K PR, 25 H 5% 8 X (P<
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R1 WAME IgG. IgM . IgA K ELLE (x+s)
Table 1 Comparison of serum IgG, IgM and IgA levels

between 2 groups (x+s)

e A| n IgG(g/L)  IgM(g/L) IgA(g/L)
NS 4 120 8.62+2.64 2.15+0.38  1.37+0.35
iR 2H 120 12.41+2.22 1.67£0.27  1.62+0.24
1 12.036 14.880 6.453
P{H 0.000 0.000 0.000

2.2 NS4 HEF I 1gG  IgM IgA 7K 5 M5 i)

NS 2H i 2o 1k B 3 1Y TG IgM 7K SF B 8 & T
BHEE, ZRA%FE X (P<0.05), BHEE
A2 e B ML TgA JKF e 28 e e ge it s X
(P>0.05), W& 2,

R2 NSHBEMFEGIM.IgAKESHFIER (v+s)
Table 2 Relationship between serum IgG, IgM, IgA and
gender in NS group (x+s)

HHl n IgG(g/L) IgM(g/L) TeA(g/L)
o 46 8.92+1.58 2.32+0.34 1.43+0.21
Wk 74 7.84+1.39 2.03+0.29 1.34+0.27
HH 3.925 4.982 1.926
P 0.000 0.000 0.056
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Table 3 Relationship between serum IgG, IgM, IgA and
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1 1.706 1.859 0.906
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WFEHG B /NER B R A 2 RURF 9895 B il 46 I
iR 55 2 B 5 9 0E ION A G 1 R 48 5 1gG L IgA
IgM K FAEfL IR R B VI, ARBEIE 45 R4
O 5P 1gG 7K HAR, o 17 2F g B 3 5 LA
T AR I — 2 KR QAN R B T A R
HREE A VIR AR 1 B T e 3R K F
255, AN o 35 52 G W) 1gG B OB LA B 5 o A
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IMLi% Anti-CCP HifAs . RF Fl hs-CRP ¥ li%t RA 192
IEIERIXiT

PXE* HRAE BT

[ ZE] BH Wi Es s RE B IK (Ant-CCP) PR KR T (RF) i C KV EA
(hs-CRP) s XF B MR OG5 22 (RA) 2B . 3% FEPLIEEER 2018 45 1 H % 2019 4F 11 A 7EABe gl
I RA B3 30 il (RA L), [FIB SIS e M iR 3 22 B (AE RA4L) SR FH 4 A sl ARtk A B 4y
ARSI 19 4 B 3 A9 ML TS Anti-CCP BT#R \RF (hs-CRP /K- &, I EF7 48140 38 F SPSS 21.0 #if44:
2R H TAERE (ROC) fZk , iH3 Hi & F i AL (AUC) IR T W & 8 . %58 1 RA 4119 Anti-
CCP ¥ifk \RF & & /K B BAR T RA 41, T 7E3E RA 40 5 RA 41P , hs-CRP & & 2% % L4 22 & L (P>
0.05) ; Anti-CCP 14K | RF (19 BHM: 2R AE RA ZH ] B 5 T RA 4, 22 J A Si 22 1 L (P<0.05) s W & B
431 Anti-CCP $i44& . RF XJ 57 i Kappa 22 5043 914 0.80 1 0.59, 22 534 G 2% 2 X (P<0.05) , 1Ei2WT RA
1) R AHRE FIRS S 5 1T, Anti-CCP M= T RF, i Anti-CCP Hi /& I2 87 RA (19 2 fbE i ik 92.3% ., HH5E
P43 Hr R, L8 Anti-CCP HL4R & 1 5 1L 7 RF . hs-CRP [/ & 1 2 IE A0 3¢, 126 R 50 r 43510 0.930 F
0.523, FA B At 2 9 82475 L (P<0.05) o SR SPSS 21.0 Gi -4k 445307 & ., 24 Anti-CCP
UK cut off fH K 41.05 U/mL [, HxF 0 il 26 T 10 B (AUC) =134 0.918, 9845500 0.762. 24 RF cut off
BN 28.6 TU/ML B}, %J i AUC 4 0.815, 21535500 0.598. i€ 7F RA B2 Wids ks, Anti-CCP /4
I RF Fl hs-CRP HA 5 5 114 2 F8 AR Sk

[X88iR] PN ERR DU JRR 5 I C RN R &

Analysis of the diagnostic value of serum anti-CCP antibody, RF and hs-CRP

detection inrheumatoid arthritis
BU Wenjun*, SHAO Congjun, HU Henggui

(Department of Clinical Laboratory, General Hospital of Wanbei Coal-elctric Group, Suzhou, Anhui, China,
234011)

[ABSTRACT] Objective To evaluate the diagnostic value of serum anti-CCP antibody , rheumatoid
factor (RF) and hypersensitive c-reactive protein (hs-CRP) in rheumatoid arthritis (RA). Methods 30 RA
patients (RA group) who visited our hospital from January 2018 to November 2019 were randomly select, and
22 patients with other immune diseases (non-RA group) were also recruited. The automatic biochemical ana-
lyzer was used to detect the serum anti-CCP antibody, RF, and hs-CRP levels of the two groups of patients,
and perform statistical analysis. The SPSS 21.0 software was used to draw receiver operating characteristic
(ROC) curve, calculate its area under the curve (AUC), and analyze its coincidence. Results  Anti-CCP an-
tibody and RF levels in the non-RA group were significantly lower than those in the RA group, while there
was no significant difference in hs-CRP content between the non-RA group and the RA group (P>0.05). The
positive rate of anti-CCP antibody and RF was significantly higher in the RA group than in the non-RA group,
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and the difference was statistically significant (P<0.05). The Kappa coefficients corresponding to anti-CCP an-
tibody and RF were 0.80 and 0.59 in the analysis of the degree of agreement, and the difference was statistical-
ly significant (P<0.05). In terms of the sensitivity and specificity of diagnosing RA, anti-CCP antibody is
higher than RF, and the sensitivity of anti-CCP antibody for diagnosing RA is as high as 92.3%. Correlation
analysis showed that serum anti-CCP antibody content was positively correlated with serum RF and hs-CRP
content, and the correlation coefficient r was 0.930 and 0.523 respectively, and there was a good correlation,
and the difference was statistically significant (P<0.05). Analysis with SPSS 21.0 statistical software found
that when the cut off value of anti- CCP antibody was 41.05 U/mL, the corresponding area under the curve
(AUC) was as high as 0.918, and the Youden index was 0.762. The RF cut off value is 28.6 IU/mL, the corre-
sponding AUC is 0.815 and the Youden index is 0.598. Conclusion Among the diagnostic indicators of RA,

anti-ccp antibody has higher sensitivity and specificity than RF and hs-CRP.

[KEY WORDS]
toid arthritis
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Anti-ccp antibody; Rheumatoid factor; Hypersensitive c-reactive protein; Rheuma-
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I s QFAE IR Yy s @M g L A B ety
Wi o MR ARG BEZ B S HLHE, BT A 2l
PIBEAG F R
1.2 SRk
121 bRAcREE

J A W58 X T ABE G, 25 16 R 4 ik i
3 mL, 3 000 r/min, &> 15 min, 432 L34 (HERR IR
I I A bR AR ), AR AR A AT Anti-CCP $T 14 |
RF . hs-CRP il
1.2.2 R KTk

Anti-CCP Ht A 5 0 >R FH ZL R 50 95 Lo b 325 U
E , R BT N R BT A e 170 6 Cie M g
BRI AW Ry A B2 | LS - 13218101, B4
R1:40 mLx1 R 210 mLx1) ; RF {3z ] %05 1% 5
Fb v A0, SR FH 28 R PR -0 37 8 (6 o T
ZAE S A e A1 BRAA W] L b5 : 18062010, ALA
R1:60 mLx2 R2:12 mLx2) ; hs-CRP i3z FH 9. 5%
Lk G B C-J N A 1, FA% : R1: 60 mLx1 R2:
60 mLx1, b5 : 17110203 , It 5t F) 18 & Ak A B A A
B 5 8B H 57 7600-120 42 F 8 42 46 43 HrAY
(B AR St B 7 BB AR S 7)) He bl BH B A7
R , 4% KL T 5 N A
1.2.3  KallFE br A0 2 4

Anti-CCP Ht {4 1Ifi 518 24 46.0 U/mL, RF IIfii 7
{84 20.0 TU/mL, hs-CRP IIfi %L1} 6.0 mg/L, #8 it
LI R0 2 Ry B o e ™ A 4 ) & 10 BH
FikAT,
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1.3 Gil2aor

K 1 SPSS 21.0 # A #7808 43 07, AR
Phn(%) 2, 2R 2 Ke s, 32 FH v 50 (U o343 550
FeIR AR A 3R W E HEPORE, 41 18] 32 A Mann-
Whitney U 5 ; SR F B X409 BHTY NeMemar 5
B LA K kKB X2 W V)& BEHEAT 30T . 24 0.59<
Kappa<0.80 i}, iIF B Anti-CCP $ii1& .RF %12 ¥ RA
A — 8 2 22808 TAERE RN 2, IF1 T

B2 T R 5 LA P<0.05 22 5 A Gt # i X

2 #Z#HR
2.1 P4 Anti-CCP $T /K&  RF Fl hs-CRP i) /K 3F-
Fbds

RA 20 Anti-CCP $T4& .RF . Fil hs-CRP [ 7K 3
WEFIERAY , ZR LG ITFE L (P>0.05), I
1,

%1 Anti-CCP #{4 .RF #l hs-CRP ZE 7 [ 48 51 fp A9 7k F bL 3%
Table 1 Comparison of anti CCP antibody, RF and hs CRP levels in different groups

g9 ; Anti-CCP 44 (U/mL) RF(IU/mL) hs-CRP(mg/L)
M P25 P75 P25 P75 M P25 P75
RA 4 30 78.70 51.30 99.10 97.00 19.70  184.20 1.45 1.00 1.55
JERA 4 22 23.10 11.50 38.10 16.60 11.50 19.40 1.36 0.98 1.49
VA -5.422 -4.738 -1.034
P 0.000 0.000 0.301

2.2 Anti-CCP Hi 1Al RF K I % RA 2 1t BH 4 %
DA M Kappa —EU1: 081

P CCP Uik \RE 1 B K A/E RA 4L W] 0
AE RA 4, 22 5+ G it =4 B L (P<0.005) 5 4L CCP
PUAX 2T RA BA P —EE . Wk 2.
2 Anti-CCP #iffs \RF #& i3t RA 2 B BRI EL & Kappa

— B [n(%) ]
Table 2 The positive rate of anti-ccp antibody and RF

detection for RA diagnosis and consistency analysis of
Kappan [n(%)]

Anti-CCP Hifk RF

21 51 n N

30 24(80.0) 6(20.0) 22(73.3) 8(26.7)

RA 2

JERAZH 22 2(9.1) 20(90.9) 7(31.8) 15(68.2)
P! 40.05 31.03
P{H 0.000 0.000
Kappa % 0.80 0.59

2.3 Anti-CCP Hif&Fl RF 7512 Wi 5230 25 X 6
e B PEREITEANY
RF 2 b1 RA 19 R B R¢ 5 AR IR T Anti-
CCP #L {4 , Anti-CCP i {4 i2 Hr RA 1y R & ik
92.3% , SBrAl H H T O TR i2 . W 3.
2.4 Il¥F Anti-CCP Hit /A1 RF [ ROC {531t
>4 Anti-CCP $i & cut off {8 4 41.05 U/mL I,
XTI 4 T AL (AUC) fi i, ik 0.918, 29848 4L
4 0.762, 24 RF [ cut off {H 4 28.6 TU/mL H} , XJ i
AUC 2y 0.815, 25454500 0.598, VLK1 .3 4,

*&3 Anti-CCPHif . RFERA W RBERHFRELLE
Table 3 The sensitivity and specificity of anti-CCP
antibody and RF were compared in RA

3t 5 Anti-CCP & (+) RF(+)
RA 41 24 22
JERA A 2 7
R (%) 92.3 75.8
P (%) 76.9 65.2
S.E. & 0.042 0.060
95%CI 0.821~0.995 0.698~0.943
P1E 0.000 0.000
ROC Curve
1.0
0.8
™ 0.6
ok
F
0.4 2k 5
CCp
RF
02 Refercnce Line
0.0
0.0 0.2 0.4 0.6 0.8 1.0

L4551
B 1 Anti-CCP i \RF #& il 25 Ri2 i RA B ROC B £: &

Figure 1 ROC curve of anti-ccp antibody and RF test results

in the diagnosis of RA

2.5 HFHRMES BT

B 1M 1S Anti-CCP LAk & = /K F 5 RF I
hs-CRP ¥ 2 1 AH ¢, A 5C R 4L r 43 514 0.93 il
0.523, A B WM., ZRASITEEX
(P<0.05) .
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%4  Anti-CCP #L{-#1 RF 2 BT RA B9 RE T
Table 4 Performance evaluation of anti-ccp antibody and RF diagnostic in RA
LB cut off {f ZPRREEC RIUE (%) AUC S.E.fH 95%CI
Anti-CCP $i{£& 41.05 U/mL 0.762 92.3 0.918 0.042 0.821~0.995
RF 28.6 IU/mL 0.598 75.8 0.815 0.060 0.698~0.943
T 2R R S B+ R -1
S 3k

3 itip

H HT, X RA i R I2 B 32 2K 5 I PRAE IR , X
SR VL S RE R BERTIN , AN AR AL W, 4 Il v
SR, RF 255 8 T2 W RA K T 48
bro {HH T RF 1R 2 HE e g rh & 17
e, T UZE RA Wi2Wih 45 5 280w 12 iRki2. H
16 RA FF FL0], H RF A H R IG, M RF 2219 RF
BHE , I PR BB Rk ML 3 £ S BUHUG 5%
2, Anti-CCP HUIAAEAE T HW RA BB 13
X2 W RA HLAG 30 1 SRR AR S0, P B RA
W RS EER . B TERLSE WS
F X AR, #e ) SRR & U BT, T RE SR
A H XA — 2 12 KUK

AT 45 5 F2 0] hs-CRP X2 Wi 2 XU 56
RRRAHAE . hs-CRP S5 HUIA R AE I H 5 %%
PRGBS RN, R AR . AW
PEREE RA 2 At XU G 2 M £, A v L
U A8 B I R S 2 A [R)BIE 9 X 4 22 (R AT
SR . WEFNE L LY, Anti-CCP HUik &
A BENS S B RA 9 1% 16 2281k, B — 5 i i
RIME

I 4h , ROC Hii £k 43 HT i 7R , 24 Anti-CCP $i {4
cut off {H & 41.05 U/mL i}, xf i il £& F 1 2
(AUC) fi fm , Hi2 W 2 8% B &5 o T RF A9 22 ¢
JE I ZTE T RUR 298 48 B IR T Anti-CCP HifA
W] Anti-CCP iR i2 Wi . 1] RA B —E 2 Wi
8 o ZRWF5¢ Anti- CCP B /& XF RA 19 45 53 &
76.9% , 515 3 AR NAFSE 45 R — 2 Anti-CCP $T
AT 1 PRAE RAS B R 5 X 2k oA Hh 35 1Y)
BE T RE SR B RS W (PR SC
PERESL A (RA 4D W A% A PR, W g & S 8058
e 5 B R R AR AFAE— B W 25 . AEAE IS I F SR
BT R AR 28 B RN 5 5 1 PR 5 A 3, DAY
HE— 24 5 R 2 W RA 191G R A

g5 LTk, 78 RA W2 W48 bR, Anti-CCP 4t
A Lt RF Al hs-CRP A i3 1Y R B AR S 1%
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LT miR-370-5p . tPSA . fPSA I & K IS mif St 985
)i W EL

IAR RE RPT RE

(# ZE] BH WA MG miR-370-5p {41 AR Fr 5 2E DU ((PSA) L il 25 115 51 i % 5 1 bt )
(fPSA) B A K I XF 115 51 BRI W2 Wi i (B . Fask BEICAS Be B03A 1O AT 91 i (R 41) 5 i 47 B 1 24
(BPH) (X fR 41 ) #2345 4% 60 191] , HL A8 W 4 R 25 1L miR-370-5p (tPSA fPSA %3k, H4 thZik# T./E
£k (ROC) PFAli I 3 48 b5 X /i 41 Bt O S8 012 Wi A e . 85 R WS4 1M %5 miR-370-5p FH X% 3R ik &
tPSA . fPSA /K24 i 3 i T X B 241 (P<0.05) , H I~V 191 i 51 fi 98 28 3% 1003 miR-370-5p HH X % ik it
tPSA fPSA K V-3 i 2 i F 1 ~ 1 W1 R 3% (P<0.05) . ROC i £E 45 Hi , miR-370-5p AH X} &1k it 4 Wi i =
0.60 B, 128 T L (AUC ) =0.825 , f{UR% iF 7 78.33% , ' 5 il 91.67% ; (PSA 7 {H=5.06 ng/mL B,
AUC=0.879 , 58 ¥ Jy 88.33% , % 5 ¥ 2 80.00% ; fPSA Wi 1 =3.03 ng/mL I} , AUC=0.790, & & Ny
66.67% , ¥ 57 £ 0 91.67% ; 3 35 WA 12 Wi BUREJEE VR 57 2 43 531 2h 90.00% . 93.33% . £518 Il miR-370-
5p tPSA fPSA 5k A A6 I AT 48 12 w81 R 0 e PR 32 W ol i vk L SR 8 R S L AT S BRI R 2 9 4R
HEA RS

[X8i7] miR-370-5p; RLATHIMRRE S PEDUR 5 Ui 25 AT B Ar S P 0 R 5 i 40 i

The diagnostic value of combined detection of serum miR-370-5p, tPSA, and

fPSA for prostate cancer

WANG lJinle!', ZHANG Rong', SONG Meng®, WU Qiong**

(1. Department of laboratory Medicine , Qingdao Central Hospital , Qingdao , Shandong, China, 266000 ;
2. Department of Pharmacy, Qingdao Central Hospital, Qingdao, Shandong, China, 266000; 3. Department
of laboratory Medicine, Qingdao Haici Hospital , Qingdao, Shandong, China 266000 )

[ABSTRACT] Objective To observe the diagnostic value of combined detection of serum miR -370-
5p, total prostate specific antigen (tPSA) , and free prostate specific antigen (fPSA) for prostate cancer.
Methods 60 patients with prostate cancer (the observation group) and 60 patients with benign prostatic
hyperplasia (BPH) (the control group) were selected from the hospital. The expression of serum miR-370-5p,
tPSA and fPSA was measured and compared between the two groups. The efficiency of above indexes in the
differential diagnosis of prostate cancer was evaluated by the receiver operating characteristic (ROC) curve.
Results  The relative expression level of miR - 370 - 5p, tPSA and fPSA in the observation group were
significantly higher than those in the control group (P<0.05). Besides, they were significantly higher in patients
with stage IIl - IV prostate cancer than those with stage I - [I (P<0.05). The ROC curve shows that when the

cutoff value of the relative expression level of miR -370-5p was 0.60, the area under the curve (AUC) ,
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sensitivity and specificity were 0.825, 78.33% and 91.67% , respectively. When the cutoff value of tPSA was
5.06 ng/mL, the AUC, sensitivity and specificity were 0.879, 88.33% and 80.00% , respectively. When the
cutoff value of fPSA was 3.03 ng/mL, the AUC, sensitivity and specificity were 0.790, 66.67% and 91.67%,

respectively. The sensitivity and specificity of the combined diagnosis of the three indexes were 90.00% and

93.33% , respectively. Conclusion

The combined detection of serum miR-370-5p, tPSA, and fPSA can

improve the accuracy, sensitivity and specificity of clinical diagnosis of prostate cancer, thereby providing

effective guidance for clinical diagnosis and treatment of patients.

[KEY WORDS]

cancer

9 B T 28 AF 55 Ve v v e, A A
AR, TS AR I R A R ek 74,110 07, JF 3R
PR B AT B L S B AR s A R
RO S R i e G2 18, i IR I B e
ARG IR A2 B 280 2 i e e B0, 5L 2 1 I %
B, R BERAERITIIHLY . RO R 52
T LA ROR T, 6 B A e R TS B
AEEZE L, BATA IR R R PE DU (total prostate
specific Antigen, tPSA) A 4 Hif lfi KA N i A I (E
() — BT 51 B iR A 4, (0 FL FR R 91 R 53 0, AN
SR Y IR TE RS R A 5 8 IR AR AT
ARALIAS S tPSA R 12 W HT 51 B b A7 AE K
DX, 7 LI A HoA 5 A B2 5 1 R 12 I e
IR R . DIAERIEFR, 76 (PSA FH 5 [F B i 47
U 5 A 91 i 4R 5 M BT 5L (free prostate specific anti-
gen, fPSA) K , & 4y Hi 21 A os A8 R A1 46 | £ 43t
ARBARIE . A FFEFRD], miR-370-5p AT LA™ AE )
il g A R ROCR S o AR SOR R 1) i 3 miR-370-
5p  tPSA fPSA A A X i 51 e 1 12 e ¢ 1

1 RS

1.1 — R

PEHL 2018 4F 1 J % 2018 4F 12 A A B ia iy
HIS s USR] 510 51 B 38 A= (0 BR ) i 4%
60 i, 1 2 g FIUE S, HEBR A 25 W B ER IR YT
A IT A IR | AF e HE At 8 IR 2R G A R
WL EZ 20 4F I 43~78(60.73+5.28) % 5 1K 1 15 % 22~
28(24.67+1.00) kg/m?*; TNM Z33] . T 3 6 f51], 11
20 {7, 499 25 1), IV 33 9 3 . %) B 21 4F 1% 40~80
(61.18+6.02) % ; (A H 5 %k 21~28 (25.00£1.23 ) kg/
m’, PRALTEAR I R E AL IR, 22 R LG i
B (P>0.05), RIFFAERELFEFEITEE
CIRAGI D v N AR T BN o T (e A
e

MiR-370-5p; Total prostate specific antigen; Free prostate specific antigen; Prostate

12 ik
1.2 HFAER

miRcute miRNA $2 7325 1205 & (04 {1 b
TIANGEN BHE A R F]) |, A6 (g o
IXERA BRA T, R kA0 & (W [ 55 B Ambion
o)) BT RO (I A B IRAH]) o
1.2.2  kellJrik

FEWIL7E miR-370-5p 5 H & F5 5% K 4 miR-
cute miRNA $&HU53 253857 & £ 47 17 miR-370-5p
1 4 B ; DL S A o 6 A AT RNA MR B2 5 4l 2 4
DN 5 AR A8 52 2t sy A 0 AT I SRR 4% TG ok
KR Z AL HG 10 ngRNA AR, 325 il 5 2 ST s
16C 30 min, 42°C 30 min L } 85C 5 min, SZH}2¢
Yt %€ & PCR (quantitative real-time polymerase chain
reaction,, QRT-PCR ) [ [ 2% F % '8 4 : 95C 3 min,
95T 12 s, 60C 35 s LI J& 72T 35 s, Jf H.1f ¥ 40
W U6 NS, AN E R R H IS Zh
miR-370-5p FHXF R ik & (F) , AN : F=2, Acr=
Cluirs0-3p-Clue , U AR RNV A 2 NAR 5 IE 4 M i aE
5 FL o) 7 ZE AR AR, IS (PSA fPSA Kl : DA
E17 &GS B &7 & E 17 1 % tPSA L fPSA 1Y
SR, 7 e AR R 10 B 454
1.3 Giil#abH

K I SPSS 19.0 #AF AT 150 BT, THE0F R
Hn(%)Fm %R (R +s) Fon K5 2l
TAEHFE (receiver operating characteristic , ROC ) i
LMW E .. P<0.05 FK/R N 2ZEFEES ¥
2 4R
2.1 WAl iEFE bR A

W5 24 1ML 7% miR-370-5p A Xf # ik & tPSA |

fPSA /K B i TR, 2 R A G i %=
X (P<0.05), WH1,
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R 1 WAEIME miR-370-5p FXY RIAE ((PSA fPSA 7KF
L (x+5)
Table 1  The relative expression level of miR-370-5p, levels
of tPSA and fPSA in the 2 groups (x+s)

g3 ) miR-370-5p tPSA fPSA
EPOESST (ng/mL)  (ng/mL)
WELH 60 0.89+0.25 10.38+3.15  4.60+1.58
XTHEZ] 60 0.30+0.11 4.61£1.37  1.68+0.43
tHH 16.732 13.011 13.813
P{H <0.001 <0.001 <0.001

2.2 A ST S e R T AR AR LA

I~ IV 399 i 270 A 9 A8 35 L35 miR-370-5p AH X
Fik & ((PSA fPSA KB & F 1 ~ TR E
(P<0.05), W32,

®2  HEIYIRREE BE AR S HA M E miR-370-5p HXFRIE
E (PSAfPSA KFIFEE (x+5)

Table 2 The relative expression level of miR-370-5p, levels

of tPSA and fPSA in patients with different stages of prostate

cancer (x+s)

, miR-370-5p tPSA fPSA
TNMA - n Xt Fik#E  (ngmL)  (ng/mL)
I~T#H 26  0.58+0.12 6.14+2.04  2.42+0.64
M~V 34  1.1320.31  13.63+4.63 6.27+2.18

HE 8.556 7.686 8.707

P1{E <0.001 <0.001 <0.001

2.3 Ziskhe
miR-370-5p X KL FIZWiRkaE . W3 3.
SRS

Fz 3 IMiE miR-370-5p tHXF FRiL = . (PSAPSA 7K F L3
WIS BREERIRE (ng/mL)
Table 3 Efficiency of the relative expression level of
miR-370-5p, levels of tPSA and fPSA in the differential

diagnosis of prostate cancer (ng/mL)

— = o ORI S
=L Foxy AUC - HIH (%) (%)

miR-370-5p 0.700  0.825 0.60 78.33 91.67
tPSA 0.683  0.879 5.06 88.33 80.00
fPSA 0.583  0.790 3.03 60.67 91.67

3 itig

5T &, AR miRNA 7] DL T 5% 5% 7K F 4
i rp O B DR i LSRR KO T B 4
H, AR miRNA 451 RNA #06 , — =4 T %
YL J5 K2 A8 h, 12 280G 1 FH s ] 28 m] Kk

R
miR-370-5p
PSA
fPSA

10 BE4

0.8
= 0.6
= 04
0.2
0.0
0.0 02 04 06 08 1.0
1-F¢ 5k
1 ROC %

Figure 1 ROC curve

JA AR miRNA SO E R = A IR AR S
H I #035E DR i B 3 38 B 50 4 B AR B RR A
FE 4 miR-370-5p Al p21 LK 53 ) 7751 . Hodr,
p2l T 22 5 NIRN A L4 T RE Y, A4
YR SEBE S A0S . A OGS SR T, S D i
GRS LBV AR & PR, p21 2K 11 R I8 7KF 51, TR
I p21 2 A 7K1 s A5 i 91 i 1) 2B R R
H R FUG A 7E BB R . 1 miR-370-5p A &
P p21 B P ¥CHE 00 , 3 3 K5 miR-370-5p A 2y
RSB AT I K2R R ik — 2 48 = . AP
7N AR BPH, Hij 91 i 96 £8 35 IfL7E miR-370-5p AHXT
ik RER, HS INM WM, $2R 15
miR-370-5p AJ GEZ: 5 FI 8 HitsiE A0

1T 20 i 4 5 14 Bt L (prostate specific Antigen,
PSA) U6 AR RTHI MR A 20 HA F5 51, (E T i
Je R S I R e B R 90 R RR A I T
Tl tPSA & N THE . XF T R ATS R
5 Hr8 B BB N T, LY (PSA KB RENS AL T
JRIX, S 3OIG IRTC L X 4 o AHOCHFFE 48 s
tPSA JKF4b T 4~10 ng/mL 5 [ N I, S w500 B e
Il AR 12 Wi K X, 3 5 I 7 PSA 12 W 4 53 P8 b
KM Tz Wik X, R8RS T 81
Jiges B IS 2 (PSA K B AA7E W I 28 X &
PR, Pl A G 1 7 tPS A JK - 4 55 i 8 g
55 EB 43 B M I R A7 AE — o MERE 105
TS e 0 RS i AR AR S . e Ah,
Z R A PR S R R, W2 R 8]
Ji g LT 0 A S 2 W e B . AT B 48, (PSA
A LA R AR 12 Wi 5 MR L 12 WA e 2 L B
Ao B S A O B A A B 2R AT R S AR
FEIZ W, AT B HAME R, X g sz WifE s v A
AERLEE L, PSAFAERAZ - HHBSTIE
CHP fPSA) o A 05T &3, 1064 K I 1L 77 tPSA
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fPSA . fPSA/PSA |, B8 B A XUHE T 1 91 95 s 1Y)
W SR A AR IT A5 SR R A IS (PSA
fPSA 7 1ii] 1) B 96 J 3 P A7 76 T BH B8 T v A
ROC [ £k 73 #1 & 38, tPSA #HXF fPSA 2 Wi i 41 it
i BROJRK B v, TR S BEAIC, K 1l 3 miR-370-5p
tPSA | fPSA B A K I, SRR BE | 4 S B 4 1 3] 4
Th, #2785 1L 7 miR-370-5p . tPSA . fPSA X 45 46 I fig
% = BT 5 BRI 2 W U B S e

25 b i R i o 3 A A 1l 9 miR-370-5p
tPSA (fPSA 177 X2 Wi i 1 B s , o] £ = S il A
DA FE AR HERAPE RRS R DA R, B
N HANE, AT A 3038 B PR 2R -
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H &K % (P<0.05) , PD-L1 FH AL 3 4F2E 77 4K T PD-L1 BAEA , 3 AFFE TR I 3 4F & & %5 T PD-L1
MITEZH (P<0.05) , PD-L2 BHYEL 3 4E A A7 3R T PD-L2 MR , 3 4R T3 K 3 4R 5 Kk %5 T PD-L2 Bﬂ‘ri
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Relationship between PD - L1/PD - L2 and clinical pathology, prognosis in

patients with diffuse large B cell lymphoma
YU Huan*, FU Limei
(Department of Hematology , Chenzhou first people’s Hospital, Chenzhou, Hunan, China, 423000)

[ABSTRACT] Objective To explore the relationship between expression of programmed death ligand-
1/programmed death ligand-2 (PD-L1/PD-1.2) and clinical pathology, prognosis in patients with diffuse large B
cell lymphoma (DLBCL). Methods A total of 97 DLBCL patients who were treated in the hospital from
January 2013 to January 2017 were enrolled as the research subjects. The expression levels of PD-L1 and PD-L2
were detected. The relationship between PD-L1/PD-L2 and clinical pathology was analyzed. The survival
situations of patients at 3 years after surgery were statistically analyzed. The relationship between PD-L1/PD-L2
and postoperative survival was analyzed. ResultsThe proportion of PD-L1 positive patients whose tumor site is
in the nodal, tumor stage lll-1V, pathological grade ABC, and target organ damage is higher than that of PD-L1
negative patients, the difference is statistically significant (P<0.05). The proportion of PD-L2 positive patients
whose tumor site is in the nodal, tumor stage Il -1V, and target organ damage is higher than that of PD-L2
negative patients (P<0.05). The multiple Logistic regression analysis showed that tumors inside nodules, tumor

staging at stage Ill-IV , pathological grading at grade ABC and target organ damage were risk factors affecting
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the positive expression of PD-L1 (P<0.05), while tumors inside nodules, tumor staging at stage Il -IV and

target organ damage were risk factors affecting the positive expression of PD-L2 (P<0.05). The 3-year survival

rate in the PD-L1 positive group was lower than that in the PD-L1 negative group, while 3-year mortality rate

and recurrence rate were higher than those in the PD-L1 negative group (P<0.05). The 3-year survival rate in

the PD-L2 positive group was lower than that in the PD-L2 negative group, while 3-year mortality rate and

recurrence rate were higher than those in the PD-L2 negative group (P<0.05). The median survival time in the

PD - L1 positive group and the PD - L2 positive group was 34.75 months and 33.5 months, respectively.

Conclusion The expression levels of PD-L1 and PD-L2 in DLBCL patients are related to tumor sites, tumor

stage, pathological grade and target organ damage. The 3-year mortality and recurrence rate in patients with

positive expression of PD-L1 and PD-L2 are higher than those with negative expression of PD- L1 and PD-L2.
[KEY WORDS] Diffuse large B cell lymphoma; Programmed death ligand-1; Programmed death ligand-2;

Clinical pathology; Prognosis
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Table 3 Relationship between the expression level of PD-L1, PD-L2 and prognosis in the patients [ 1(%) ]
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Analysis of the predictive value of IL-6, tumor necrosis factor alpha and CRP

in patients with lower limb trauma combined with infection

WU Junxue, LI Yuling, CHEN Lu*

(Department of Orthopaedics, Affiliated Hospital of North Sichuan Medical College, Nanchong, Sichuan,
China, 637000)

[ABSTRACT] Objective To analyze the expression levels of interleukin-6 (IL-6), tumor necrosis
factor-a (TNF-a) , C-reactive protein (CRP) in patients with trauma of lower limb combined with infection
and to study its predictive value for clinical condition. Methods The clinical data of 96 patients with trauma of
lower limb admitted in our hospital from October 2017 to October 2019 and the clinical data of 96 people with
medical examination in our hospital at the same time were analyzed retrospectively. The levels of IL-6, TNF-a,
and CRP between different groups were compared, the levels of IL-6, TNF-a, and CRP in patients with trauma
of lower extremity at different times (preliminary diagnosis on admission, 6 h, 3 d, and 7 d after injury) were
analyzed, and the risk factors of infection of patients with trauma of lower limb were analyzed. Results There
were significant differences in the expression levels of IL-6, TNF-a, and CRP among different groups. The
normal control group was significantly lower than the lower limb trauma group, and the difference was
statistically significant (P<0.05). There are differences in the expression of IL-6, TNF-a, and CRP in patients
with lower limb trauma at different times after injury. The expression levels of IL-6, TNF-a, and CRP in the

patients reached a peak on the 3rd day, and decreased on the 7th day, but still high at the first visit (P<0.05).
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In this study, 96 patients with lower extremity trauma were co-infected. The expression levels of IL-6, TNF-a

and CRP in the infected group were significantly higher than those in the uninfected group, and the difference

was statistically significant (P<0.05). The univariate analysis and multivariate analysis showed that the

expression levels of IL-6, TNF-«, and CRP were independent risk factors for infection in patients with lower

limb trauma (P<0.05). Conclusion Dynamic monitoring of the changes of IL-6, TNF-a and CRP levels in

the peripheral blood of patients with lower extremity trauma can provide an important reference for the

assessment of the patient’s condition and the prediction of injury and infection.
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Table 1 expression levels of IL-6, TNF - « and CRP in the
2 groups (x*s)
IL-6 TNF-« CRP

90 5

4L " (ng/mL) (ng/mL) (mg/L)
ERXTHE4] 96 21.45+£10.71  0.7320.36  4.73+0.49
THBIGIZH 96 216.98+15.69 1.11+0.01  65.87+2.85

HH - 100.848 10.338 207.152

P1E - 0.000 0.000 0.000

CRP EKiAfEfE R fE 3 diF B # IL-6. TNF-a.,
CRP £ ik K3k B w06, 76 7 d RS, (BTG &
W2, R A5 L (P<0.05), Wk 2,

x2 THEAGEHEEANERBEE IL-6, TNF-a, CRP FRiX
7}(E|z (x s)

Table 2 expression levels of IL-6, TNF - a and CRP in
patients with lower extremity trauma in different time periods
(xxs)

41%)  IL-6(ng/mL)  TNF-a(ng/mL) CRP(mg/L)
vz 115.45+4.71 0.79+0.36 7.73x1.22
6h 136.20+15.69" 0.98+0.69" 15.87+2.05"
3d 399.95+110.36" 1.87+0.86" 21.73+3.48"
7d 253.98+90.69" 1.21+0.38" 12.37+2.05"

F1H 317.80 57.13 607.88
P1H 0.000 0.000 0.000

H:a HEWIZIE b F 56 h L, c H5 3 d HbE, P<0.05,

2.3 YL 5 ARIEYLH TL-6 . TNF-o .CRP £ 3A/K
J& YL 4H IL-6 .\ TNF-a . CRP #5471 ik 7K V- B i
T ARG, LR 2 R A ST L (P<0.05) ,
W23,

R3 BPASKRBEEAIL-6.TNF-a.CRP RIAKFE (x+s)

Table 3 expression levels of IL-6, TNF - « and CRP in
infected and uninfected groups (x+s)
IL-6 TNF-a CRP
H5
4Ll " (ng/mL) (ng/mL) (mg/L)
RIEYLAH 31 256.88+85.96  0.96+0.06 14.73+2.49
YL 65 521.19+133.11 1.34+0.21 25.17+3.11
t1H - 11.714 13.542 17.692
Pl - 0.000 0.000 0.000

2.4 RN B R AR R I fa R R R A

Wit HE M EZH KN, KB IL-6.
TNF-a .CRP 2 B 17 £ 5 e A IR i Al 57 S s
R Z (P<0.05), W4,

3 it

ISR Z Ay R R, ROILA SS i L E
SRR PR B P B BR SR 2R A
P4k 2 R B A sl 2 A g B BT, TR
SRR WL AR A B RE SR LAE NG O AR

T4 EMTHAGEEAEBREINEREZSH
Table 4 Analysis of risk factors for infection in patients with lower extremity trauma
e HR R EAREi
A5 - N " .
FIHR%E teifER ORMH 95%CI PAH  MIHRE AR OR{H 95%CI P
IS 0.451 0.334 1569  0.603~2.242  0.813 - - - - -
P 51] 0.236 0.124 1266  0.992~1.614  0.970 - - - - -
Z )R 0.379 0.257 1460  0.882~2.471 0.745 - - - - -
IL-6 0.557 0.154  1.745  1.290~2.360  0.011 0.369 0.110 1446  1.165~1.794  <0.005
TNF-« 0.623 0.183  1.864 1.302~2.668 <0.05 0.462 0.112 1587 1274~1.976  <0.05
CRP 0.661 0.316  1.936  1.042~3.597  0.005 0.162 0.033 1175 1.102~1.254  0.003
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AT PEAG S
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FICT- M FZFEH . A RBURIAE ROV , 2553
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L #5 = 20 HFU 244 [ B 198 40 (RD) 848 £ (PL) &7 5K W e Rl 7 3 & (D) ] L 1l % TPO-Ab, 4341 HFU
Z LN TE TPO-Ab H— RIK A2 Wi (B, HHE T AR IR ZS T B T ) HFU fa B . R %
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Analysis of the value of high-frequency ultrasound and serum TPO-AD in the

diagnosis of thyroid nodules with different properties
MA Chunhua*, HUANG Chang, ZHENG Danhui
(Department of Ultrasound, Dafeng hospital, Chaoyang District, Shantou, Guangdong, China, 515154)

[ABSTRACT] Objective To explore the value of high - frequency ultrasound (HFU) and serum
thyroid peroxidase antibody (TPO-Ab) in the diagnosis of thyroid nodules with different properties. Methods
From May 2019 to January 2020, 122 patients with thyroid nodules (122 nodules) in our hospital were selected
as the research object, and they were divided into the benign group (n=57) and the malignant group (n=65)
according to the nature of nodules, during the same period, 60 healthy people were selected as the control
group. Comparing the HFU parameters [ resistance index (RI), pulsatility index (PI), minimum diastolic blood
flow velocity (D) ], serum TPO-Ab of three groups, analyzing the HFU parameters and serum TPO-Ab single
and combined diagnostic value, and exploring the risk factors of HFU in the pathological nature of thyroid
nodules. Results The levels of D, RI, PI and serum TPO-Ab in the malignant group were higher than those in
the benign group and the control group (P<0.05). The AUC of the area under the curve of the combined
diagnosis of HFU parameters and serum TPO-Ab for malignant thyroid nodules was 0.852, the sensitivity was
73.85% , and the specificity was 84.21%. Microcalcification, blood flow signal, roundness, and halo were risk
factors for malignant thyroid nodules (P<0.05). Conclusion Microcalcification, blood flow signal > grade I,
roundness >15, halo are independent risk factors for malignant thyroid nodules. Early combined examination of
HFU and serum TPO-Ab was used to improve the diagnostic value of the nature of thyroid nodules.

[KEY WORDS] HFU; Thyroid nodules; Risk factors
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P SO AR TR P 5T AR IR 5 2 W (L

1 FRIFAE

1.1 — R
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R R 6 238 )88 75 12 Wi f (4% : GELOGI
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Table 1 3 groups of general information [n(%), (x+s) |

MR R XERH R
IR es)  (i=57)  (n=60) PRl Pl

PN (B i) 13/52 11/46 12/48  0.012 0.994
(%) 48.75+6.4447.82+7.2548.33+6.80 0.282 0.754
BMI(kg/m?) 22.49+1.6021.98+2.02 22.20+1.77 1.242 0.291
QiR R RS

>[4 47(72.31) 31(57.39) 26(43.33)

<I% 18(27.69) 26(45.61) 34(56.67) 10.953 0.004
(e RBUL

R 52(80.00) 27(47.37) 21(35.00)

i 13(20.00) 30(52.63) 39(65.00) 27446 <0.001
P [l 7

REE 50(76.92) 28(49.12) 23(38.33)

IR 15(23.08) 29(50.88) 37(61.67) 20.176 <0.001
EEAL L

WStk 42(64.62) 22(38.60) 18(30.00)

TetsEs1k 23(35.38) 35(61.40) 42(70.00) 16.500 <0.001
Gk
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oLl
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<15 17(26.15) 32(56.14) 43(71.67) 26892 <0.001
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R2 3ZHHFUSHKIME TPO-Ab (x+s)
Table 2 high frequency ultrasound parameters and ti-rads

scores of the 3 groups (x+s)

TPO-Ab
4 n (KIU/L)
SEPEZH 65 4.01+1.20  0.81+0.24  1.35+0.41  30.05+9.02
B4 57 2.81+0.84 0.57+0.17 0.94+0.28 21.0326.31
XTHEZH 60 2.05+£0.61 0.32+0.11 0.7820.24 11.0423.32
F1{4 71.359  111.409  52.431 124.786
P <0.001 <0.001 <0.001 <0.001

2.4 LWimE
ROC {7~ , HFU 241 D i2 W R AR 25 15 1
B AUC F K, UG R TPO-Ab PL, W3, & 1,
%3 ROCHHEIEIRE—L WA

Table 3 single diagnostic value of ROC analysis indicators

o HUREE R
LR (%) (%)
TPO-Ab 0.752 0.666~0.826 >27.73  61.54  77.19
D 0816 0.736~0.881 >3.61 cm/s 7538  78.95
RI  0.748 0.662~0.823 >0.76 5538  88.72
PI 0762 0.676~0.834 >136 5385 92.98

D(cm/s) RI PI

8Fr  AUC 95%CI
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Figure 1 ROC curve of single diagnostic value of high
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Table 4  Analysis of high frequency ultrasound risk factors for pathological properties of thyroid nodules

Gy BIH S.EAH Wald/* (i OR 1Y 95%CI P{H

R 0.804 0.452 3.163 2.234 0.865~5.770 >0.05

[n] 75 0.348 0.207 2.825 1.416 0.584~3.434 >0.05
A 2.034 0.761 7.143 7.643 4.598~12.705 <0.001
Bl 2.105 0.794 7.031 8.210 5.034~13.389 <0.001
Tt 1.801 0.655 7.559 6.055 3.369~10.881 <0.001
M5 1.857 0.706 6.918 6.404 4.121~9.952 <0.001

T L BEA] 20 S =0 , BRI =1 AR IR A =0 , R 01 A =1 TafE5 =0, AT =1 To i =0 A7 A F=1; LR <15=0, LI BE>15=1 ; IfiL

nfET<T%=0,>1%=1.

JEE, B4 T AR AR B kot 43, AT 51 A2 DRI PL{E T
Fio AN, EAMIFTE B, H Bt FUR IR E
i RIE AT BES SRR &AL R R AT
gE L B R | 1ML TPO-Ab 7K -1 = n] BEHS i H R AR
MCESEAT R AR, Sk A SR A AL,
— 2 ROC ML/ m] 1, HFU S48 1L TPO-Ab
A ISR HUIRBRZE Y AUC $ KT oa—i2 W7, ]
UL B WA N R S5 512 W FE R R &5 7 M R
B FB, M IR IS XHAE A BRI S5

[, 2 38, i 9 A5 0 4 10 2 e A=
KWATT DG, TR 38 0 P ARE SR 2 O R It 378 114
16.146 £, it — L5 R, HFU 45 2 i 72 v
P IR L LR AE > T GO, N R )
FEODR i 225 7 AR AU o A BFgT R I g e
T M RN GERR G AR R B e R
() 10.421 £ , SABE SIS A—2, AT 2 i &=
BRI A GEEE T AR ] 7 52 ), #2278 HFU 46
T 2 U)W R A SO e

25 F AL A Rt E > T RIRIEE>15
T TG VIR ARES T R AR ST fE R I R R
HFU Il TPO-Ab B A , B H AR R 15 1 30
T2 A BT R RS T R B2 W (L

5% Lk
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52(9) :686-691.

[2] 3Ok, $I9AHE . NLR \PLR 76 HUR IR ROBVESE T X H B
P2 M HUIR B 2 2 Wb iy 2 FHANELLT . 2 12 7 53R 97 4%
&, 2020,12(5) : 643-646+655.

(3] IEBEE ESF MR, 5 . i R pE BRI ER & A
Feobe ZLEEAE -3 AKOT- A6 HR IR 8 S 02 Wb i A (B LT .
ST S5IBIT A, 2019,11(1) :58-62.
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[11]

[12]
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(14]

[15]
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dokrynol Pol, 2015,66(4) : 295-300.
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ACE &M rs4344 2 250k B R85 R £ 58 0 i DU A
PENRRE BESCHRRF 5T

B R BER ALK

[ ZE] BH HITACE RN rs4344 ZEM SMAELRKE . Fik WA SRS G E
400 4], e FP 3 B ARE 399 4], 5K il MassARRAY 4312 B4 471 45 AR X rsd344 43 %1, F1| i SPSS #4443 17 45
A7 356 PR30 25 0 A asit AL B 20 i A B8 % 95 IXURS: , R T MDR X (440 BT B6 [R- IR B S8 BAE . S5 5R A
AR RN PR, 75 R 58 100 AT RIE 5 100 ARSI T rsd 344 75 S5 7 A8 07 3 IR R s AL A R 5
FEFE AR 25 T Y TCGE 2238 X (H P>0.05) o T PR -3REE 28 HAE 43 BT %2 R rsd344 AT WM RN IS 46 R 21
TR A JRUSS: A F FEASE I (42 =6.187 7; P<0.05) . 4518  ACE &[N rsd344 22 251 5 A 78 XU TG B 4% ¢
10, (L3 3 32 PR - AR A T AR P 348 Jom A 5 56 2 9 JRURS o

[XiE] WML, ACE L ; MR AN SH- AR HAEH

Association of ACE gene rs4344 polymorphism and gene - environm - ent

interaction with the risk of cerebral infarction in Han population in Haikou city
HOU Dan', YU Dan'*, YANG Guoshuai', ZHOU Feng®

(1. Department of Neurology, Central South University Xiangya School of Medicine Affiliated Haikou Hospi-
tal. Haikou, Hainan, China, 570208; 2. Department of Neurology, First People’s Hospital of Foshan. Fos-
han, Guangdong, China, 528000)

[ABSTRACT] Objective To investigate the association of ischemic stroke risk with rs4344 polymor-
phism of ACE gene. Methods A total of 400 patients with acute ischemic stroke and 399 normal controls were
collected in the study. MassARRAY arrays were used to genotyping rs4344. Allele frequencies and ischemic
stroke risk in five genetic models were analyzed by SPSS software. Gene-environment interaction was analyzed
by multifactor dimensionality reduction. Results  After adjusted for age and gender confounding factors, there
was no statistical difference between rs4344 variant and ischemic stroke risk neither in general population, hy-
pertensive population nor normal blood pressure population under allele genotype and five genetic models. Gene-
environment interaction analysis showed that rs4344, age, smoking, and systolic blood pressure constituted the
best model for ischemic stroke risk (x*=6.1877; P<0.05). Conclusion The rs4344 polymorphism of ACE
gene is not directly related to ischemic stroke risk ; however, it increases ischemic stroke risk through gene-envi-
ronment interaction.

[KEY WORDS] Ischemic stroke; ACE gene; Single nucleotide polymorphism; Gene-environment inter-

action
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AR IRALAIRY AR o - %o B9 ik
BV rsd344 TR 2SS ERTRIG YN
TREADIASE B 2 95 RUBSE 1A 2R

1 #MEFAEE

WFFEXS G R bR
M 2016451 H % 20174 3 H , ESEIREEAR B bl
2 NFPHEBE By 2 PERN AR SE 5 400 141], A ZHARIE
KR AT AE S o DU A, B AR R AE 1 JH]
DL 5 SRR S AR 2 R 2 765 B A SR 2 W, A1 B 11 (1]
== 1SRN I(11 2 & e 1 =R N M o = P e s
D50 SRARWS PR B AR 2R Orgl0172
1Y 150 (trial of orgl0172 in acute stroke treatment,

1.1
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TOAST) 73 BUSF& RSNk FERE LM G A . HERR
B« SR P e I & B 2, O R AR R ik
o TR AR PERE AR KSR A AE B I
W ARG . ARZE Xt BB K 1 T IR A 40
[Fi] — FiF B2 P f R AACAG: 25 399 141, AR5 A5 33 1 1
NREBEACHEZ: AT A HLE, i 2 W &1T
T RS
1.2 518 BORIEE 437

Z: BEOSCHR™ X ACE 1A 14344 3 3 AT 519
KPR AE AR 5 )it . R F MassARRAYiPLEx
V5 (3£, Sequenom A F) ) AT I K 43 1, il H
Sequenom Typer 4.0 3K {4 115 53 Wy 76 St 1% &l vh
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Figure 1  Genotype of rs4344 for ACE gene

1.3 Sitoadr
K SPSS 17.0 B 788 b . LAXTHRZH

F/ NI DR TSRO XU o SR FH R T R 6 s 1
Fisher 7 11588 B 6 8 - JRLAP1 4% - (hardy - wein-
berg equilibrium, HWE) , %% F £ [A T [ 4E 1 (multi-
factor dimensionality reduction, MDR ) # {43 #73&
- HAER] . P<0.05 2R HAGH R L.

2 #R

[EEUN ISR UN PN
W 2EL PR 1) L 45  BMI>24 kg/m? 5 o491 | =5 1 1fi
E PRI LA 55 2% S E G 2R 3 L(P>0.05) 5 M
YIAEARIE A R 5 IR AR 22 A ST
(P<0.05). W51,

2.1

K1 AMREANERBREZMNSHER (2 (%) ]
Table 1 Clinical characteristics of the study participants [n (%) ]

n B T, BMI>24 kg/m’ 2 47 v elif 15 1L f g A BH PRI
B4 400 263(65.8) 66.83x11.64 209(52.3) 131(32.8) 69(17.3) 275(68.8) 135(33.8)  76(19.0)
XFHEZ] 399  246(61.7) 48.65x11.06 181(45.4) 55(13.8) 42(10.5) 121(30.3) 140(35.1)  63(15.8)

P1E >0.05 <0.05 >0.05 <0.05 <0.05 <0.05 >0.05 >0.05

2.2 MARERLH P rs4344 SNP S RAHAE CIR AT
TE S FE AR AL | e /NS5 45 R (minor al-
lele frequency , MAF) 7E XA 4L A% REZH A HHE 22 18]V
AR EWZES, BEI#E L (P>0.05) . XA
#t HWE K256 i P=0.67 ( UL 3 2) 1 1E 4F & A i 5l
Je o 154344 57 SSAE H AN SRR 55 kA AT A0k K
BTt X (P>0.05), W43,

T 55 L 2H % BB 41 HWE (1) P=0.9; 1 1E
SIS FE 5 | rs4344 7 55 78 FUFP IS AL AR 5 ik
FEFE 9 AU 241 To e 112 2 L(P>0.05) (W3R 4) .
FEARE MLUE T 4H rp , % B ZH HWE K56 Y P=0.56 ;1%
IEAF I AR TS | rsd344 7 55 AE TR RIAL T 5
i 458 B o UG 2 TG e 1 24 7 L (P>0.05) o AL
%5,
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Table 2 Genotype frequency and Hardy-Weinberg Equilibrium Test in this study
AAFEREL GA A GG F: A #Y A S FEA G S5 A OrR  9s%Cl P P-HWE
WU AR 6 MR BB X BT W Rl ’ i fi
BARE 157 148 190 59 61 498 486 302 312  1.06 0.86~1.29 058 0.67
EIME 103 39 59 42 23 336 137 214 105 120 0.88~1.63 024 0.9
FEHIME 54 109 131 17 38 162 349 88 207 1.09 0.79~1.49 0.58 0.56
MAF : /N30 DU SR s HWE « ISR A% A 56
BN B rs4344 SIS IR TR & R XURE (15 IE S 88 FR 15! )
Table 3 Rs4344 polymorphism and the risk of ischemic stroke in general population (adjusted for age and sex )
TR AL A A I [R 95 19112 X HE A OR 95%CI AIC BIC PAH
AA 157(39.2) 148(37.1) 1.00
e GA 184(46.0) 190(47.6) 1.23 0.83~1.82 741.2 764.7 0.55
GG 59(14.8) 61(15.3) 1.25 0.72~2.18
iTXes AA 157(39.2) 148(37.1) 1.00
GA-GG 243(60.8) 251(62.9) 1.23 0.85~1.79 739.2 758 0.27
585 AA-GA 341(85.2) 338(84.7) 1.00 0.67~1.86
GG 59(14.8) 61(15.3) 1.12 740.3 759 0.68
i AA-GG 216(54.0) 209(52.4) 1.00
GA 184(46.0) 190(47.6) 1.15 0.80~1.66 739.9 758.6 0.44
i - - - 1.14 0.88~1.49 739.5 758.2 0.32

OR : XS 2 Lk ; CL: B {5 X 8] ; AIC:

Akaike {5 & f i )U] ; BIC : Bayesian {5 & i)

T4 BIEANEErs4344 B S MBI & 7% XU (B EE R FNES])
Table 4 Rs4344 polymorphism and the risk of ischemic stroke in hypertensive population (adjusted for age and sex )
iR FH K A I 191141 Yo HE 24 OR 95%CI AIC BIC P
AA 103(37.5) 39(32.2) 1
J GA 130(47.3) 59(48.8) 1.01 0.58~1.76 391.1 411 0.8
GG 42(15.3) 23(19.0) 0.80 0.38~1.69
Bk AA 103(37.5) 39(32.2) 1.00
GA-GG 172(62.5) 82(67.8) 0.95 0.56~1.61 389.5 405.5 0.86
58 AA-GA 233(84.7) 98(81.0) 1.00
GG 42(15.3) 23(19.0) 0.80 0.41~1.55 389.1 405.0 0.51
A AA-GG 145(52.7) 62(51.2) 1.00
GA 130(47.3) 59(48.8) 1.09 0.66~1.78 389.5 405.4 0.74
JindE - - - 0.92 0.64~1.32 389.3 405.3 0.63

OR : FXF AL H L 5 CL: B A% X Ji] ; AIC : Akaike 5 B 5+ £ U] ; BIC : Bayesian {5 & 1]

®5 FRMEANE rs4344 ZEM S MBI LK (B IEFEHFER)

Table 5 Rs4344 polymorphism and the risk of ischemic stroke in non-hypertensive population (adjusted for age and sex )

AR TR FEIR A I 191 20 X B2 OR 95%CI AIC BIC PIH
AA 54(43.2) 109(39.2) 1.00
Jt g GA 54(43.2) 131(47.1) 1.26 0.68~2.32 322.8 342.8 0.41
GG 17(13.6) 38(13.7) 1.78 0.75~4.24
Bk AA 54(43.2) 109(39.2) 1.00
GA-GG 71(56.8) 169(60.8) 1.37 0.77~2.43 321.4 337.4 0.28
58 AA-GA 108(86.4) 240(86.3) 1.00
GG 17(13.6) 38(13.7) 1.59 0.71~3.53 321.3 337.3 0.26
M AA-GG 71(56.8) 147(52.9) 1.00
GA 54(43.2) 131(47.1) 1.09 0.62~1.92 322.5 338.5 0.77
Jint: - 1.32 0.88~1.98 320.8 336.8 0.19

OR : AHX A3 LY 3 C1: B A5 X ] 5 AIC : Akaike {5 & it D ; BIC : Bayesian {5 &l f /)
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2.3 A EEN - H AR A
HE D - R 52 HAR Y S AR R T2 5 (R 300G
JE>0.5 BRI ) | 38 £ 58 B IE— Ok A e A B

TR B e KRB A N B AR 7 R B, # K
e A T 1) R 40 45 rsd344 AR IS U 4R R
M. WL 6,

Fo ZETFRHEEDTERE-ERZEMERRESH R0

Table 6 Multifactor dimensionality reduction analysis of gene-environment interaction on ischemic stroke

UllESs g SCUEIE

o .
P L A

ARRE IR R 0.8283  0.7609 6/10 21.7691  <0.0001

rsd344, A s 0.8626  0.7046 6/10 13.4024  0.0003
rsd344 AR AR L TR 0.9016  0.7208 10/10 16.1877  <0.0001

8344, S WO TR WO B 5k R 0.9305  0.6481 4/10 7.921  0.0049

8344, RS WeHE R WO £ 5K, BMI 0.9539  0.6605 9/10 10.5006  0.0012

rsd344, AR s R WO 75k &, BMI, PR 0.9672  0.6267 9/10 8.1967  0.0042

rsA344 SRR WAL L W, &7k BMIL, P51, AR 0.9728  0.6166 8/10 7.6478  0.0057

rs4344 AR HE IR R WO L 7 5K R, BMIL, 501, 2K, LDL 0.9771  0.6116 10/10 7.5385  0.006
rsd344 IS R R WO, F7 5k, BMI, PE5I, 2, LDL, TC 0.9783  0.6016 10/10 6.5935  0.0102
rsd344 AEW  W4E T WO, &7 5k, BMI, PE50, 2 ,LDL, TC, TG~ 0.9783  0.5953 10/10 6.0201  0.0141

LDL A5 NS 1 TC : BUIH L TG : Hh =5 .

3 itig

LA W58 & IR ACE FE PR 52 W o A 88 % 95
TR N - BRI A2 AR FH AT b, rsd 344 AR Wi TR
TRV AR ol B AREABE Y, 00 38 I A B8 5 AR o

B % - 1Ml K 5k 2 -1 & R 22 45 (renin-angioten-
sin-aldosterone system, RAAS) iff 5% iz £ 1¥) SNP i/
T ACE %K DNA N & 1 — B 287 s 5 51 (i
AR o 1% SNP 520 Il 3K ACE JK -, 3 I 45
ACE BHE T . WF5E 3B, ACE LN Z 1> SNP &5
15 I 7 & A S ACE il 336 & FH i % UIAE G . il
& B 5k & (Angiotensin, Ang) IT 875 ML UL HR K &L
W B8 T T U, LA RO RAE | AR T RN 3K B
WA . ACE S —FhIERT &, 7E 4 /3R TH
HA MRS M5, 25 R - 108 % 5K E R4 (renin-
angiotensin system, RAS) [} JC 58 fiff , 7€ 2 ik oks A fif
PE M AESE i B EAE ] . ACE JE ] rsd344 £ 1
A 330 ACE . Ang I /KF- T , (R E K Gl 7
NIBARE N WA R 5 o) i = D Ay | Y G o2
o XIS 5 0 2 22 P il A5 B 8 3 %9 ki 7K i R A A 1
P, DT RERARG 12 )22 T 8P TR E 2 FLR O HE e 52 i)
IGAEAE BB DR L Js

Assareh 25 PUF 98 26 1] ACE K [N rs4362 i f5
SNP 5 = i H A B B & AHOG . ACE 4k
ZALE I Z AR S P AR S T S
I P o AR s P A5 S S 1 B M e 35 T
AHINE , 3 AT BE A2 AN AL A [R] S 28 1) g RLAS 568 42—

o TRPRMEE LI 2N TT U A D/D Rl 4
AR BT XU 43 1) 2 /D 155 11 BT 4 B4 2.38 51
2791, rsd344 17 5 G 2 LN B 540 1Y B A
A5 B PG RF RO R I KU 2 b0 e . =4
¥ A< DL HP )N rsd:344. F PR 22 25k 5 A 0 S Rt
FERYRIE o AT H AN K Sl Ik ok A B A i A
HU AR GE AR A IS A B0 PR AT, DA SR
T35 A5 15 X ANASIFE A 52 I, (L2 | rsd344 {37 55,
ZAMEAEARNTFE AT SIAESETC Ok . 5 SNk
FEMAH EL, H 2 S AT BB R R T EREA R
K, SRR AL = 22 5, DL AN [A] DNA
PEUUCH A Sk B e . ASBIFST ULRH I AT P8 S —Fh
EATSE L e eB i by SIS S e i s e
HAERBLHIA FFRABSE o

AT A — 1 5 BRAE , AIE 5T FT BB A7 747 2 Hh
Se AR R R 100 D 145, R 9 ) 3 PR s A K 300 e v 11
DU ARE , 4T PR 58 i o Tk — 25
WS, L5 CMIEN HE e 5 R 25 A b B iy s e

ZE LTI ARHIF ST e B A O T DU R
rsd344 K& K] 22 285 1 5 i A 4 AR I XU TG B 42 AH G
PR B 14344 518 04 Hs I AR 3 2 35 A -
ISR 2E HAEH , B IRASZE 11 9 AU

2% ik

[1]  Iyengar AJ, Winlaw DS, Galati JC, et al. The extracardiac
conduit fontan procedure in Australia and New Zealand: hy-
poplastic left heart syndrome predicts worse early and late out-

(F#:% 1183 1)

comes [ J]. Eur J Cardiothorac Surg,
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i3 8 AR B LTS Lp-PLA2 . CYfra21-1. VEGF-
C AL el 25 X

o BAL IR RET

(8 ZE] BH RIS E TS MU IR AR SCBENR B A2(Lp-PLA2) A M H 19 K
Br(CYfra21-1) . i N B A KB+ C(VEGF-C) ZRfL KGR B Lo FiE IR PE 2016 4F 1 H = 2019
AR 1 H i B 106 BIVE WS, I e IR 0 g BRI 5 52 14 Sy Xk BRA , WA 1947 T ARG 97 , WL
M F ARG MLTE Lp-PLA2 .CYfra21-1 ,VEGF-C /K-, Ry 14F, it U H N, LB R 105 B I
PR¥ERE B F- AR J5 1135 Lp-PLA2 . CYfra21-1 . VEGF-C /K-, 5% JT] COX [HH M M & 465 S TG X &, L
Kaplan-Meier fi & JEAT /A7 o0 M. G5 5R WUESH R L Lp-PLA2  CYfra21-1, VEGF-C /K- 5 T %) IR
A, ZFA G FE L (P<0.05) ; RJ5 7.30 d Il Lp-PLA2 ,CYfra21-1, VEGF-C & T- R Aij , H. 5 % il
s, HIR TR TR, E R A G2 8 L (P<0.05) s R AE B H SFET B H W R /01 AR B bk
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Changes of serum Lp-PLA2, CYfra2l-1, VEGF-C before and after surgery in

patients with lung cancer and their clinical significance
RU Yuhang, WANG Lin, SONG Huan*
(Department of Thoracic Surgery, Bozhou People’s Hospital, Bozhou, Anhui, China, 236800)

[ABSTRACT] Objective To investigate the changes and clinical significance of serum lipoprotein -
related phospholipase A2 (Lp-PLA2), cytokeratin 19 fragment (CYfra21-1), and vascular endothelial growth
factor C (VEGF-C) before and after surgery in patients with lung cancer. Methods 106 patients with lung
cancer from January 2016 to January 2019 in our hospital were selected as the observation group, and 52
healthy people in the same period were selected as the control group. The observation group was treated with
surgery. The levels of serum Lp-PLA2, CYfra2l-1 and VEGF-C were compared between the two groups and
the observation group before and after surgery. Follow-up for 1 year, the prognosis was counted, the clinical
data of patients with different prognosis and serum Lp-PLA2, CYfra2l-1, VEGF-C levels before and after
surgery were compared. COX regression was used to analyze the relationship between each indicator and
prognosis, and Kaplan - Meier curve was used for survival analysis. Results The preoperative serum Lp -
PLA2, CYfra21-1, VEGF-C levels in the observation group were higher than those in the control group (P<
0.05). Serum Lp-PLA2, CYfra21-1, and VEGF-C at 7 and 30 days after surgery were lower than those before
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surgery, and showed a gradually decreasing trend, and were lower than those of dead patients (P<0.05). There

were statistically significant differences in clinical stage, degree of differentiation, lymph node metastasis,

tumor vascular invasion, and lymphatic invasion between surviving patients and dead patients (P<0.05). COX

regression analysis showed that serum Lp-PLA2, CYfra21-1, and VEGF-C were significantly correlated with

prognosis at 7 and 30 days after surgery (P<0.05). Kaplan-Meier curve analysis showed that the 1-year survival
rate of patients with high levels of serum Lp-PLA, CYfra2l1-1, and VEGF-C was lower than that of patients

with low levels at 7 and 30 days after surgery (P<0.05). Conclusion

Serum Lp-PLA2, CYfra21-1, and

VEGF-C are high levels in lung cancer patients before surgery, and gradually decrease after surgery. They are

closely related to the prognosis and help provide reliable information for clinical prediction of survival.
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Table 4 Cox regression analysis
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Correlation between the ratio of monocyte high-density lipoprotein, serum uric

acid level and coronary artery stenosis in patients with coronary heart disease
LANG Yong*, RAN Xun, QU Moying

(Department of Cardiology, Shangjin hospital, West China Hospital Of Sichuan University, Sichuan,
Chengdu, China, 610000)

[ABSTRACT] Objective To study the correlation between monocyte to high-density lipoprotein ratio
(MHR) , serum uric acid (UA) level and coronary stenosis in patients with coronary heart disease (CHD).
Methods From January 2017 to January 2018, 122 CHD patients who were admitted to the hospital were
enrolled. According to different Gensini scores, they were divided into the mild group (Gensini score lower than
40 points, 59 cases) and the severe group (Gensini score not lower than 40 points, 63 cases). The levels of
triglyceride (TG) , total cholesterol (TC) , low - density lipoprotein - cholesterol (LDLC) and high - density
lipoprotein - cholesterol (HDLC) were measured and compared between the two groups. The monocyte
(MONO) count, white blood cell count (WBC) , lymphocyte count (LYMP) and monocyte to high-density
lipoprotein ratio (MHR) were compared between the two groups. MHR and serum UA level were compared
between the two groups. The correlation between Gensini score and MHR, serum UA level was analyzed.
Results Compared with the mild group, LDL, MONO, WBC, MHR and serum UA level were significantly
increased (P<0.05) , while HDL level was significantly decreased in the severe group (P<0.05). Compared
with the mild group, the differences in TG, TC and LYMP were not significantly significant in the severe group
(P>0.05). MHR and serum UA were positively correlated with coronary stenosis (r=0.557, P<0.001. r=0.341,

AR A v A Feit ] A F & R A ASHRA(16P]305)
Ve 45w N K440 B 12 L4 B s A AL, w1, AR 610000
*BAEAVEH PR B, E-mail : uporw727619@sina.cn
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P<0.001). Conclusion MHR and serum UA levels will increase with the increase of coronary artery stenosis

in patients with coronary heart disease and are positively correlated.

[KEY WORDS]

AR Bl AT AR 36 O =B el A% o0 I 480
i Y KR A8 AR T, Ho 5 O i (Coronary
Heart Disease , CHD ) J& fie 5 25 190> 1L 457 922 98 e o0
iz, CHD &N %  BUIEH 445 e ™
ol AATT B AR fE B . CHD 11 35 & A ok A 3l ik
fifi Ak I 5| 2 40 Je o [AIsE CHD £ 35 A P 19
i % B g & 1 H [# P (High Density Lipoprotein
cholesterol, HDLC ) 2347 3 3% §% iz 51 JIH [ it 4170 741
1% %5 52 B 2 v R Pt A L Lk B A 200 0 k52
Wi CHD F & o A7 3 IRV I 2 T« 7 L bR
Eﬁﬁ%%gﬁgﬁmﬂfﬂﬁ B v A L 2R R
PUAFIE AT, I PR R i) & 5 CHD A %5 % V)
MR FR o AWESEIEE 1 FRAL A M o 285 B2 A 2 1 L
(B L L3R JR PR 7K P 5 ek s B8 e IOk e 2 A B 1Y
AHOCHE , B 25 R B an T o

1 BREFE

1.1 RS

JEEL 2017 4F 1 H & 2018 4F 1 H T EE B0
g R 122 ) F 122 1] 56800 0 R AR U Gensini
PB4 M52 7% 4H (Gensini PF43<40 43 ) 59 441 Fl i 20
(Gensini P£43=40 43 )63 il . PHALAFEHY AR HEL,
25 TG E L (P>0.05)

F1 MA—MBEBLLE (v+s)

Table 1 Comparison of 2 groups of general data (x +s)

21 51 B RS R (kg)
B (n=59) 30/29 55.69+11.50  61.02+£9.47
HEH (n=63) 31/32 54.89+13.07  60.13+10.07

i1y 18 0.033 0.358 0.502

Pl 0.856 0.721 0.617

P AARE : QA 0 B A e QT
KB D7 R 38 SR 3 R B 32 TR T
DI EDIfe B IE R o HEBRARHE : OF I 4 Fh 1 IR
P ; Qi = A A kA ARG A4
I WUAE B8 45 0 IE S 205 s D SR A B T e gk
o ARG FRZE B SHLER BT
1.2 ik

A B8 0 Rl = 0 e e R B ik o
5%, ok BT 0 2 AL (Philip 2 &), 15 . Allura

Coronary heart disease; High-density lipoprotein; Serum uric acid; Monocytes

Xper FD 10) ] 224 2l K il e 3l kA2 i, 6 A i
RO 22 AL 5 IE 7 A5 45 IR A7 b 7R 2 5 Jik
I A BB ¥ 8RR bk 5 mL, AT H 574
A 3 A AT A CH A R4 H S S R A
PR A, 5. 7170 ) X 224 H i =R (triglyceride,,
TG) . B JH [# B (total cholesterol, TC) k%5 & ﬂa%
[ - H [& % (Low Density Lipoprotein, LDL) | /&
& JIg 75 1 (High Density Lipoprotein, HDL) | )7?( fig
(Uric Acid, UA) 45 JEAT R 5 G211 4% 20 8 3 5 A%
41 il (monocyte , MONO) %4 H . FH 4 i1 2% H (white
blood cell count, WBC) £k [ 21 Jifg 11 %% (lympho-
cyte count, LYMP) Jf: bb A5 B 4% 4 il =5 %% B g A 1
H {H (monocyte to high - density lipoprotein ratio,
MHR) , BSR4 42 BRUL I 4534617
1.3 WESEIR B AR ifE
AR B K2 RE EIE 4, >R ] Gensini FR53 &
Qifl_ﬁ ﬁﬁ“} AR AR B MR 7R R B, 43 2
G A 4r 8437 .16 43 H1 32 43 o ANl AR Bl ko LAAH
TLE’J%%W,ZEIJFjﬂ 55 HTRE S B R 2.5, A%
BN 1.5, ZE TR SR BN < 1, A i B R
2.5; AL MG BE/JE B =M < 1, R Sk 0.5, 55—
XA SO 1, 5 R SR - 0.5, A i R R B
137205, BRAE R L ]y 4 A Z A
1.4 Seit et
K SPSS 22.0 Gt 2 B F AT 4t o B, 3t
ORI (x£5) 3R R e 50 T EOSERER
n( %), R ¢ K s R H Pearson #E47AH G
53013 P<0.05 225 Geit w3

2 FR

2.1 M4 HE#E TG.TC .LDL .HDL 7K kb 35
B TG  TC/K V- 5HEEH 2R G FE
X (P>0.05) ;B4 LDL KV B F M T EEH &
JEA HDL K- & TEEHN, ZR A%t E
M (P<0.05), L3 2,
2.2 P41 HE MONO \WBC fil LYMP /K- L 5%
12 41 MONO Hl WBC /K- i R T i B4,
2% %A Gt 25 L (P<0.05) 3 3% i 40 LYMP 7K °F-
HEEH, 2R EGI2EE X (P>0.05), L3 3,

tﬂl
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%2 W4HHEETG.TC.LDL . HDL 7K F b4 (x+s)
Table 2 Comparison of TG,TC, LDL and HDL levels

between the two groups (x+s)

@l n TG TC LDL HDL
- (mmol/L) (mmol/L) (mmol/L) (mmol/L)

BIE 59 4.36£1.02 1.95+0.87 2.36+0.51 1.20+0.18
HEA 63 4.33£0.97 2.00£0.94 2.78+0.49 1.00+0.14
tHH 0.167 0.304 4.639 6.875
P1E 0.868 0.761 <0.001 <0.001

%£3 WHBHEMONOWBCHMLYMPKPLLE (xxs)
Table 3 Comparison of the levels of MONO, WBC and
LYMP between 2 groups (x+s)

MONO WBC LYMP
2E%IJ n 0 ) 9
(X10°/L) (x10°/L) (X10°/L)
BN 59 0.48+0.11 6.98+0.78 1.75+0.78
B4 63 0.61x0.14 7.91+0.70 1.64+0.97
1 5.677 6.939 0.687
P1E <0.001 <0.001 0.493

2.3 W4l MHR | I35 UA /KOF Mo A
12 E 2] MHR | L35 UA KF3 B 28 F &
A, EZFAG IR L (P<0.05), 1L 4,

R4 FHBEMHRME UAKFLEE (v+s)
Table 4 Comparison of MHR and serum UA between
2 groups (x+s)

21151 n MHR UA (mmol/L)
g 59 0.410.10 347.20+40.98
HAE 63 0.62+0.11 387.47+31.25

H 11.062 6.127

PiE <0.001 <0.001

2.4 MHR.ILiF UA 554K 2 ko 78 72 B2 (Gensh-
ni) AHICHE 3 A

MHR 5 5 AR 2h ik B 78 #2 B 2 0F M ¢ (=
0.557, P<0.001) ; .7 UA 5 604K 3 ko 78 7 8 &5
EAHSE(r=0.341, P<0.001) ,

3 itig

B AT 06 5 B S e O A 9 PR %
AETV R R A R R RN R L .
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W20 B S P SRS B BENG RS 85 By
BIRA HEHT DA SR

(8 =] B SO WSSO 7E 8 v [ APk SRS B b A BT O, PRAG KU
SRIBURA OG- PR It I S0 1 s I 00 o 7 3k WACAE 2017 4F 1 H 2 2019 4F 1 A L8 B ARG E=
Be B2 IR ABHISCIE (19 362 191 15 T G5B D 15X 6 o e 7 2 28 900 A 1 48 1 A e P ROZ R B 9 BB, i L
HUCE L LW P ZR X 27 55 FRIZ A DRI L Fr) S8 SR T U A S 6 ) A L8 SRR 0 17 el o 7
B R AR MESIME B R DL A B A X R T T AR R AT BRAR R A, AN [ i
PRSI BHAE R B AR O AE AL, 22 504 G2 T8 L (P<0.05) o SFFRIZAE RN E 1) S8 5 1
RICT PGS Ty T 8518 BB IR A R MESRRIZ [ W5 I b M B B, SR IBUM
KA P, A A TLRG RIS W 5697 o BENSCIRAT B T 0PAl e U BT B B R PESRS (R

[R8IR]  BEWGIALE; 1k A R ESTIRRS s SERRIZTG S PP A) 5 Bt Sy

Analysis of patch test in the patients with chronic idiopathic urticaria
ZHANG Zhendong', FAN Miaojing**, WANG Wei', GAO Ruidi'

(1. Department of Dermatology , Fuyang City People’s Hosptial, Fuyang , AnHui, China, 236000 ;
2. Department of Pathology, Fuyang City People’s Hosptial, Fuyang, Anhui, China, 236000)

[ABSTRACT] Objective To evaluate the sensitization of the common contact sensitizers in the pa-
tients with chroninic idiopathic urticaria, to assess their risk and the improving conditions of the patients after
relevant interventions. Methods From January 2017 to January 2019, the results detected by using China
screening series test for reniniscent paste test in 362 patients with chronic idiopathic urticaria were collected
from Department of Dermatology of Fuyang City People’s Hospital in Anhui Province. The sensitization and
the influencing factors were analyzed. Observe the improvement of urticaria within 6 months after intervention
measures were taken on 27 patients with worsening urticaria symptoms. Results The patients with chronic
idiopathic urticaria commonly contact sensitization ingredients including para-phenylenediamine , potassium di-
chromate, nickel sulfate, etc.The positive rate of different contact allergens varies with gender, age and occu-
pation. The score of patients with aggravated urticaria symptoms decreased after intervention. Conclusion A
small number of the patients with chronic idiopathic urticaria can be sensitized by contact sensitizers. Taking
relevant intervention measures is conducive to the diagnosis and treatment of the diseases. The patch test help
to assess the patients with chronic idiopathic urticaria of unknown etiology.

[KEY WORDS] Patch test; Chronic idiopathic urticaria; Urticaria Activity Score ; Contact sensitizer

18Vt A & =R (Chronic idiopathic urticar- Ja B LT RE S 1B M A EHETRRIZE A L, IV AL
ia, CIU) BI5FRFZ A0 F 6 AR E B A S B nT 82 5 H b, 8205 SUb T 5815 &
MAE AR SRREY . REMROCELRMAEM A9 AWFIE B 7E VA St DX 5 0L fl

Ve 345 1. S g B AR E B2 B A, S, %1 236000
2. EBEBEMTARERBEA, Z#, £ 236000
*BASAEE O, E-mail : fmj_123456@163.com
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H ek A AP RRZ B R BN R 25
R R FFN AR, JE A SR ICT B S Y
ﬁ&io
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1.1 IGIRHE

W 2017 4F 1 H & 20194F 1 H 28048 KL
N R EE Bt Bz SRR 12 1 A & 1 SR 1] 362 441,
Hodp B 177 ), ot 185 1, 7 2 4E IS (32.38+
16.36) %, FAE I 43 A LEE AL (<15 %) 19 ] 75 0 4F
4 (15~18 % )54 %]\ FF4E4H (19~35 % ) 116 ] HH4E
21 (36~60 % ) 125 Bl FIEAFELL(>60 %7 )48 il ; A&k
T2 7 2 13 4F B 4324 < A0l 98 1] | 5 M il 55
77 ) I NG 65 1 BE S5 A B AT B R 45
B FH NG 30 f

A BEbRE : O P A7 B E R K & AE
o [A] 8R & AR (43 J8 =0 LA 2 k), Fr gk i) ] =6
QA BRE AR EEBEAMERE . H
Brbr il : OF R EFRRE ; QAW TS ;O
BRSO E @A 7B R R R A G
1SR s @42 1 A 2L 10 2 s @ L3847 A
ERR M B FERSK RS T AR
TE .
1.2 Fik
121 2F

SR FH it S50BE D0E 120565 v [] fi #x 22 %1 (CH-10008 )
(bR B 22 S B AR A R ST A 20 Fi
DR fil A A 2 SO R 2R A T ARG
122 PfEdfe

G T 3 A5 FHATLH e 25 R 2 Wi 452 FEBE B2
Fih R o 2 E R L B ) Ve L 48 h S B
ZBENG IS Y, 72 h S KA A TR . R AR SE
$22 fih 4 2 % 2H (North American Contact Dermatitis
Group, NACDG ) 73 2% F B il sk 7 9, 16 S AR Bty
R 25 J 5 1 4 W PIARYE 7 d SRR I 3l I 4
(Urticaria Activity Score 7, UAST) #EATic k", #f
SR T T il 5 16 SR8 BB 03 ol G2 i (RVE
MR T8 4 BB A BB 1) SR E ) TG 28 A (R TG PR
UGB R ) o
1.3 Tt

RS 2 A SR BE I S S, ST RS A
L6 F N i TR SR TR B UL R T T
UCE T RRBAE R AL GE R

i
o

PAN

o

1.4 Gt

iz 1 SPSS 22.0 A AT B e 3T, THERORE
H n(% )3z, 47 ¢ Fi % Al Mann-Whitney i 53 .
JH Student’s ¢ K 56 PFAk BF 58 4 H N 1T G 2 3
RBRE B ] HeE , P<0.05 N 2 R E SR E X,

2 R

21 IO

BREM 56 rp X 1 b K LA b fd M B BR
FH P 5 N Sk 278 A, B BH 1 %6 76.80% (278/
362) . Hrh 166 % 1 A L, 22 B0 2 A
S B, 10 % 3 FRECR Y a0, 7 B 4 Fp
SR, 2 B0 5 AR
2.2 N[w) T S e P SR PH R LA

5P (47.46% , 84/177) 5 2 ¥ (56.76% , 105/
185) [a] 422 fil M SO 0 BHME 2100 22 S B S 124
X (x=3.130, P>0.05) , 55 Lz [A) At S P i BH 1
R ER TSI E L (P>0.05), LFEI,

R 1 36261 CIU BERRE IR R AR BB P AR
BREMEBBENSH (2(%)]

Table 1 Comparison of the positive rate of contact allergens

in 362 CIU patients with different genders and the distribution

of contact allergens [1n(%) ]

Pl S n = I S [
HAE 16 452 432 0.010
HEREY 5 1.69 1.08  0.000
IR 198 i 7 226 1.62 0.000
bop. -1 60 13.56 19.46 2.280
N-F 2 3 FE A7 BK P9 B 3 0.85 1.08 0.000
EAK IR 38 1525 595 8.340
W2 FE R 2 0.85 0.54 0.460
W 4 1.70  1.08 0.210
F it 13 3.39 3.78  0.040
AR g 14 3.95 3.78 0.010
TR I B 5 1.69 1.08 0.000
BEURR A 3 0.85 1.08 0.000
WAL CREY) 7 226 1.62 0.000
TR 33 5.65 1243 5.020
s A N BRI A 2 0.85 0.54 0.460
FHEIREY 26 508 9.18 4.889
Cl+Me- S BEME (KA CG) 8 1.69 270  0.090
BBIIRA 10 339 216 0.150
KEORE 7 1.69 2.16  0.000
ZHE15 15 395 432 0.030

2.3 Hfh SR 2SI ] B BH A R A

X A T e E LY 5 AL B BUR
(16.57% , 60/362) , H /& 5 IR G (7.18% , 26/
362), &R B E AR TRER SRR AR W
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2.4 PSS AR RAERR AR PR A 2.5 il S AR R TR HROY 8] 4 BE R oA

FARTRER I IR AR I S5 15 Hha , 22 59 YR AR N G B R, AR TR
Bl X (P<0.05), FAES SUSLRAY) PREbERE B 7R R AR 55 2 v PHME S b i, B AR R0 A B
JIR SR N-ACIIEREAN R e s IR R m, 5 IR G W R Z N A 3R
A, ZR ISR X (P>0.05), W3R 2, e (P<0.05), W3,

F2 EMEEEWE 3626 CIU BERRERABBIEMERILE (2(%) ]

Table 2 Comparison of positive rates of contact sensitizers among 362 CIU patients in different age groups [n(%) ]

Pl S SRR () JLEH HAOFA EHH4 b4l B4 ME PHE
SACES 16 0.00 3.70 3.45 7.20 2.08 8451  0.076
SR AY 5 0.00 1.85 2.59 0.80 0.00 5.037  0.284

DK s e i 7 0.00 1.85 2.59 1.60 2.08 2.358  0.670

p O 4 60 10.52 14.80 20.64 16.00 1248 3977 0.409

N-JA % R SE A 15K P41 7 3 0.00 0.00 0.86 1.60 0.00 4.247 0374
TR 38 0.00 3.70 12.93 15.20 416  23.641  0.000

R 3 2 0.00 0.00 0.00 1.60 0.00 6.400  0.171
LGS 4 0.00 0.00 1.72 0.80 2.08 4.014  0.404

FH i 13 0.00 1.85 1.72 8.00 0.00 20440  0.000

WE M A 14 0.00 1.85 2.58 4.00 1040 16815  0.002
TSP 5 0.00 1.85 1.72 0.80 2.08 2.346  0.672
TR A 3 0 1.86 0.86 0.80 0.00 3.354  0.500
YR RE) 7 5.26 3.70 0.86 2.40 0.00 7362 0.118
BB 33 5.26 5.55 8.60 12.00 8.32 3770 0.438

fis 2w i INFRIR 54 2 0.00 1.85 0.86 0.00 0.00 4969  0.290
FEIREY 26 5.26 5.55 6.89 8.00 8.32 1.131  0.889
Cl+Me-5+BEME (K H4 CG) 8 0.00 1.85 1.72 2.40 4.16 4.404  0.354
BRIEIRAY 10 0.00 3.70 2.58 3.20 2.08 3541 0472
RERAY 7 0.00 1.85 1.72 2.40 2.08 2.178  0.703
ZHE15 15 0.00 3.70 3.45 7.20 12.50  16.666  0.002

®3 32BEMBRAMEREEEEMEHEYESEREEREERLE (%) ]
Table 3 Comparison of positive rates of contact allergens among 362 patients with chronic idiopathic urticaria in different

occupations [1n(%) |

FE AR ECE) RPEEGIE () lb BlkiRS BEAR EFSAR BRAR HEAR YHEH PH
SALE, 16 5.10 5.19 4.62 4.26 2.22 3.33 1.604 0.901
SILRA 5 2.04 1.30 1.54 0.00 2.22 0.00  4.014 0.547

IO s e I i 7 2.04 3.90 3.07 0.00 0.00 0.00  10.166 0.071

Fof TR i 60 1224 1558 15.38 17.02 17.78 3333 15.000 0.017
N-FA 2L PR K PN 3 1.02 1.30 1.54 0.00 0.00 0.00  4.003 0.549
K IR 38 9.18 18.18 10.77 6.38 4.44 10.00 11401 0.044
W2 HE 2 1.02 0.00 0.00 2.13 0.00 0.00 7473 0.188
AT 4 1.02 2.60 0.00 2.13 0.00 0.00  7.124 0212

FH ik 13 8.16 2.60 1.54 2.13 2.22 0.00  14.046 0.015
IR 14 3.06 5.19 3.07 4.26 4.44 333 0.978 0.964
RSP 5 2.04 2.60 1.54 0.00 0.00 0.00 6726 0.242
R AW 3 0.00 1.30 1.54 0.00 2.22 0.00  5.600 0.347
XIARFKRE) 7 2.04 3.90 1.54 0.00 0.00 333 7413 0.192
Tt PR 33 7.14 10.40 7.69 8.52 8.89 16.67 6222 0285

i il N R TR & 2 0.00 1.30 1.54 0.00 0.00 0.00 5741 0.332
FHRIREY 26 5.10 6.49 3.07 8.52 15.54 10.00  11.826 0.037
Cl+Me-57WEME (R HA CG) 8 2.04 1.30 1.54 4.26 4.44 0.00 5.171 0.395
R AW 10 4.08 2.60 1.54 4.26 2.22 0.00 5240 0.387
REREY 7 2.04 1.30 0.00 4.26 4.44 333  6.023 0.304

ZHE15 15 5.10 3.90 3.07 4.26 4.44 0.00 4797 0.441
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(14~21) 1 15(14~27) , i & Z [ 1 22 5 oG8 it 2%
B (P>0.05) 5 56 4 J8 W& 40 (8 40 51 R 12 (7~
15)F1 14 (12~17) , B # Z A1 19 22 S5 A Ge i b2 0 L
(P<0.05) . FE#ERBHYITT, 56 2% b A
PRI FELIN [E] Ry 25 H (JEFY 10 A ~120 F) , #41
S I HR A B RR LR IR R 20 A (T 18 A
~96 H ), Wi Z 2 5 gt 5 L (P=0.260) .
LI 1,

0 NS NS P<0.01

P<0.01
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Figure 1 The compares of UAS7 scores between 2 groups
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B, X o A BR AN 1 R S AR SE AL Ab , IV
RO AR AT RES S AT BENG I
X SO b R AL S Yy i SO AT R SR
o3 IR ] P A o BE R 40 L T D S SRR 2
JEN 0 S SR RN 20, (L R B A P SRR AR D
P TR 285 S I i 5, L K05 T REAS 5 4 MR K
A0AE . Huang X 45 & I CIU B35 4L i i Hh AL
R B B SR BE ST 790 4L 1 B I F- (HRF) F1 HRF
ST TgE e 38 W 2 s T IE 8 40, P L 2R At
5, H HRF S 1gE #e B 55 950 15 2 % JEE 2%
FAOE, BT BAE nl BEA B 73677 . T 4 =19
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IR (40.41%1.04 ) ng/L, T 4] FR 41 A (36.48+1.12 ) ng/L, WAL 41 W 75 T BE 4, 22 A Si it 78 L (P<
0.05) ; MELZH 7 4L JLAF I PLGF 7KSF- 4 (40.48+1.53 )ng/L , BH i 75 T X B 2H 119 (35.62+0.80 )ng/L , 74 4t
PR L (P<0.05) o HUZF S4B 1 235 S0 S s MR R L 22 At v KT AR LY It PLGF 7K F- 35 5 19
FT AR LA 4 32 BRIEAH 36 (P<0.05) 5 115 2248 125 43 A 19 45 SR 6 B 1= I e L 52 4 i 3 &% 2B JLJE Il PLGF 7K
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Correlation between serum placental growth factor level and fetal growth

restriction in preeclampsia
WAN XueHua*, MA AiJuan
(Department of Obstetrics and Gynecology, Heze Second People’s Hospital, Heze, Shandong, China, 274000)

[ABSTRACT] Objective To investigate the relationship between serum placenta growth factor (PLGF)
level and fetal growth restriction in preeclampsia. Methods A retrospective analysis of 228 preeclampsia
pregnant women who were delivered to our hospital from May 2016 to May 2019 was divided into the observation
group (weight less than gestational age) and the control group (normal weight). Serum placental growth factor
level was measured by maternal blood and cord blood, and univariate and multivariate regression analysis was
used to judge the correlation between serum PLGF level with fetal growth restriction in preeclampsia. Results
The serum PLGF level of the pregnant women in the observation group was 40.41+ 1.04 ng/L, 36.48+1.12 ng/L in
the control group. The observation group was significantly higher than the control group, the difference was
statistically significant (P<0.05). The level of PLGF in cord blood was 40.48 +1.53 ng/L., which was significantly
higher than that in the control group (35.62+0.89 ng/L). The difference was statistically significant (P<0.05). The
results of univariate analysis showed that hypertension, smoking, maternal serum and neonatal cord blood PLGF
level were positively correlated with preeclamptic fetal growth restriction (P<0.05) ; multivariate analysis showed
high blood pressure, maternal serum and the PLGF level of cord blood in neonates was positively correlated with
fetal growth restriction in preeclampsia (P<0.05). Conclusion The level of PLGF in pregnant women’s serum
and neonatal cord blood is positively correlated with fetal growth restriction in preeclampsia, and can be used as
an indicator to diagnose fetal growth restriction in preeclampsia.

[KEY WORDS] Serum placental growth factor; Preeclampsia; Fetal growth restriction; Correlation
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Table 2 Test results of maternal serum and neonatal cord
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Table 3 Univariate of fetal growth restriction in
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Expression and significance of L - selectin, procalcitonin and Vimentin in

patients with sepsis

HU ShiJing, PAN AiJun*, MEI Qing

[ Department of Critical Care Medicine, the First Affiliated Hospital of University of Science and Technology of
China (Anhui Provincial Hospital ), Hefei, Anhui, China, 230001 ]

[ABSTRACT] Objective To explore the expression and significance of L - Selectin, procalcitonin
(PCT) and Vimentin (VIM) in patients with sepsis. Methods 102 patients with sepsis admitted to our
hospital from January 2018 to December 2019 were selected, among them, 35 cases of sepsis (septic group) ,
36 cases of severe sepsis (severe sepsis group) and 31 cases of septic shock (septic shock group), and 35
healthy people were selected as the control group. The expressions of L - Selectin, PCT, VIM, Acute
Physiological and Chronic Health Status Score (APACHE Il ), Sequential Organ Failure Assessment Score
(SOFA) of each group and patients with different prognosis were compared. Results L - Selectin was
positively correlated with PCT and VIM, and PCT was positively correlated with VIM (P<0.05) ; the
expressions of L-Selectin, PCT and VIM were positively correlated with APACHE 1[I and SOFA scores (P<
0.05). The AUC of the combined prediction of the three indicators for death was 0.890, the sensitivity was
81.48% , and the specificity was 84.00 % (P<0.05) compared with the survival curves of patients with high
expression of L-Selectin, PCT, and VIM. Conclusion The expressions of L-Selectin, PCT, and VIM in
sepsis patients gradually increase with the severity of the disease, and are closely related to the patient’ s
condition and prognosis, and are expected to become serological markers for predicting prognosis.

[KEY WORDS] L-selectin; Procalcitonin; Vimentin; Sepsis; APACHE I score; SOFA score; ROC
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BEAE MEERIE IR s 2 WA o s QX IR 21 JC B e 2k
PN s Q=18 % ; WTC I B e H 5 & 1ML 4 751
Ko JC i 5% . QA B C B MR
T I AERCHZ RS HbE . HEBRAR I : DA
A RE & 5 QAT W FH 259 52 3 s & IF v g
F @A AL a1k i) 2 ) s A IF
i IEERE A @R UR I LI OIN T g ke
T2 5 ARG e R 2
1.2 Jrik
1.2.1  Sfabrtin

@ F F 5 : L-Selectin . VIM it 7] & ( |1 4%
BE YA BR A A 5 PCT 3] & (a8
YR M A BRA R o QK T vk MeFEAEAL
JU MR A AE 2 S N IR ZE A B SR IR H
1R, RSB E K I 5 mL, 3 000 r/min & .0 10
min, f#FT 0CEAE R ,2 h kA, K FH X S
W o3k 3 5] 6 46 0 1M % L-Selectin , VIM, 5% 4L 2%
PG RE S BT K PCT, Fir A5 A A 3% B 1 2 7
AH ) A B, SRS AH ) Y B TRD IS B2 B A, i ) — 2

A5 B DA T AN
122 JFlEIAL

K FH 201 2 33 A AR P 4 BROIR B0 3T 43 (Acute
physiology and chronic health evaluation, APACHE
I PE4) ™ R4 B =il A5 11 1E 43 (Sequential or-
gan failure assessment score, SOFA) " PE Al , H
APACHE 1 ¥F43 5 i 71 43, 438 8% g o 19 A o
SOFA % H] 0~4 7343k , 4 fEBR R , #i B 08
JUHE,
1.3 WEAER

Eb 4 45 41 L - Selectin, PCT. VIM # ik &
APACHE Il \SOFA ¥4}, 43 # L-Selectin,PCT
VIM Z A AHDGHE . 43T L-Selectin [PCT . VIM £
ik 5 APACHE Il \SOFA ¥4 AH e, Hig A
[W] i J5 i # L-Selectin . PCT . VIM £ ik . 747
L-Selectin \PCT , VIM Il Fil /5 A9 RLRE . LB ]
L-Selectin \PCT . VIM ik B & A A M2k
1.4 GeibeEirik

K SPSS 22.0 GE 2 B4 b BECHE , 1 BT
BHPL (3 £5) o, Z 4R L LSRR R 5 225017,
P LA DL LSD-t K 56, TSR n (%) R
K1, 2% FH Pearson 4347 L-Selectin . PCT . VIM 2 [H]
(R HH S 1 B 45 46 47 5 APACHE 11 , SOFA P¥-43 K
M, R H 2210 TAEFRAE Hh 2k (Receiver oper-
ating characteristic, ROC) J ROC T Tfij X ( Area un-
der the curve, AUC) 73 17 45 48 b 1000 151 5 (1) 84 B
K R 2% -3 BB il £k (Kaplan-Meier , KM) 4= 77 fifi
LIt P<0.05 K 2ZESA G L,

2 R

21 —BTER LR

A ZH [R)AF S PR R BT e e B OB LA, 22
SIG R X (P>0.05) , Hffial ., W1,
2.2 4% L-Selectin PCT.VIM ik M APACHE 1I |
SOFA P41 b

JHeFEAE 45 4H L-Selectin ,PCT . VIM ik 4 & T
Xt B 240 , H L-Selectin, PCT. VIM . APACHE 1I .
SOFA P-4 Jife B 5iF R v 41 > 7™ 5 e 75 90 21 > e F9iE
H, EZRAGI¥E X (P<0.05), W32,
2.3 /3 L-Selectin \PCT . VIM 22 [a] fAH & 14

L-Selectin 5 PCT (r=0.732, P<0.001) . VIM
(r=0833, P<0.001) 2 IEAH ¢, PCT 5 VIM £ 1E A
*(r=0.717,P<0.001), WK1,
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R1 BEHEMEREER [0(%), (xxs) ]
Table 1 Comparison of general information of each group [1n(%), (x£s) ]
ekt H&%Jﬁ_ﬁiﬁéﬂ Pﬁiﬂifﬁﬁéﬂ %ﬁiﬁéﬂ Xqﬂ_ﬁﬁéﬂ CIF Pl
(n=31) (n=36) (n=35) (n=35)
I (E) 58.78+10.02 59.24+9.80 58.26£10.19  59.05+9.82 0.065 0.979
P B 14) 16/15 20/16 17/18 19/16 0.406 0.939
TR L (kg/m?) 22.29+2.15 22.3422.08 22.27+2.11 22.36+1.98 0.014 0.998
KR B ABERTE] (h) 36.59+11.24  36.18+10.82  35.89+12.47 - 0.030 0.970
RAEMEABERF ] (h) 3.16+0.33 3.09+0.35 3.12+0.38 - 0.325 0.724
REFTPUAERENM S H 5(16.13) 3(8.33) 1(2.86) - 3616 0,164
G 26(83.87) 33(91.67) 34(97.14) - ' '
el 18(58.06) 17(47.22) 19(54.29) 15(42.86) 1.882 0.597
A 4K BB 14(45.16) 16(44.44) 15(42.86) 17(48.57) 0.246 0.970
s SRR R 8(25.81) 7(19.44) 6(17.14) - 0.799 0.671
LN 4(12.90) 2(5.56) 5(14.29) - 1.614 0.446
fii & 9(29.03) 10(27.78) 9(25.71) - 0.094 0.954
I 5 6(19.35) 9(25.00) 8(22.86) - 0.307 0.858
R R GG 4(12.90) 8(22.22) 7(20.00) - 1.021 0.600
A IPR 15 A8 1L 4E 6(19.35) 4(11.11) 8(22.86) 5(14.29) 2.056 0.561
B PR I 7(22.58) 9(25.00) 5(14.29) 4(11.43) 2.950 0.400
N 4(12.90) 3(8.33) 4(11.43) 1(2.86) 2512 0.473
fra L 3(9.68) 5(13.89) 2(5.71) 3(8.57) 1.428 0.699
B =" R IR AR,
R 2 K4HL-Selectin,PCT.VIM FiE K APACHE I .SOFA iE4 ELE (x+5)
Table 2 Comparison of L-Selectin, PCT, VIM expression and APACHE II, SOFA scores of each group (x+s)

Bl n  L-Selectin(ng/mL) PCT(pg/mL) VIM(pg/mL) APACHE I iF43(4r)  SOFA iF43(4)
MespEARTEA 31 215.47+15.33" 13.7422.15° 594.52+17.23° 30.68+4.23 12.75+1.62
JEEMAEAEL 36 120.03£12.76® 5.61£1.04° 258.87+15.69" 24.353.71° 8.83+1.36"

JHe Rt 21 35 46.97+8.20" 1.81£0.52™  112.23x+11.14™ 19.153.64% 4.111.15"
X B2 35 7.83+3.06 0.11+0.03 20.43+6.59 - -
F1{E 2357.372 852.931 11773.575 73.678 325.005
P1{E <0.001 <0.001 <0.001 <0.001 <0.001

TR 9o

PCT(pg/mL)

90 100 110 120 130
L-Selecthin (ng/mL)

140 150

360
340
320
300

WIM (pg/mL)

280
260

90 100 110 120 130

L-Selecthin (ng/mL)

140 150

360
340
320
300

WIM (pg/mL)

280

260
4

IRABATIEE , SR HRALA L, *P<0.05; 5 MR AE R ST LA EL , "P<0.05 5 5 7™ 5 e 23 AE 40 A L °P<0.05

6 7 8
PCT (pg/mL)

10

1 L-Selectin,PCT,VIM Z B A9#8 % 14
Figure 1  Correlation between L-Selectin, PCT and VIM

2.4 J3HrL-Selectin PCT.VIM %15 5 APACHE I |
SOFA 143 i A G
L-Selectin. PCT. VIM % i 5 APACHE II .
SOFA T4 2 i & 1IEAH G (P<0.05) . L3k 3,
2.5 BTG L-Selectin ,PCT ,VIM $ik
A B 28 d N, WFE 27 ], 4736 75 . R
Bt # L-Selectin, PCT ., VIM % ik 5 T 7735 # (P<
0.05), WLFE4,

2.6 /MHT L-Selectin \PCT . VIM T il 7 J5 14 4% R

ZIRFREEA BN ALY AUC 4 0.890, & T HA.
— 5 ¥R, BUR R 81.48% , ¢ T FE R 84.00% (P<
0.05), LK 2.5,

3 it

L-Selectin J2: £ Jifd 5 ff 73 1 16 9% 3R e il i
A A A, L RE T S S T R s AR A S ER A
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%3 & L-Selectin ,PCT,VIM &i%k 5 APACHEII .
SOFA {4 rItH X 1
Table 3 Analysis of the correlation between L-Selectin,
PCT, VIM expression and APACHE Il , SOFA score

fobi APACHE 134y SOFA T4

=
o rfi P rfif P
L-Selectin 5769  <0.001 5839  <0.001
PCT 6.112 <0001 6076  <0.001
VIM 5264 <0.001  4.007 0.008

®4 HBAEFIGEH L-Selectin PCT,VIM RiX (v+5)
Table 4 Comparison of expression of L-Selectin, PCT and
VIM in patients with different prognosis (x +s)

L-Selectin PCT VIM
25 1
L (ng/mL) (pg/mL) (pg/mL)
WAEE 27 188.36+23.42 11.29+2.16 356.89+19.36
HIEHE 75 100.79+20.15 5.16+1.58 293.88+17.15
tE 18.537 15.613 15.816
P1H <0.001 <0.001 <0.001
iiSEs
100 100
80 80
e S o0
g 40 g 40
20 L-Selectin 20
PCT
) WIM 0
0 20 40 60 80 100 0 20 40 60 80 100

10045514 (%)

2 TRMEIEH ROC H 2
Figure 2 ROC to predict mortality

100-45 514 (%)

L BCRAEAN T, 2 5 MBS 5 RAE S B
Lol 5IEH N EL , MR FEE B L-Selectin 32
Ik TR T B e R R N N, 2 3 R A
P, R R AT R SR MR AE & 2RI R BT A
T AE P B A L el G R 8 B 4 R L AA
FI4 L-Selectin & A%, LA -5 A0 R A BCAR 25 A, 1 5
78 PN K A MG VR P 8 1 40 B 3% AR AR T | 2
L5 PN 2 400 Jif 22 4 95 X 385 L-Selectin J& {4 N T 5
AR ] =, Al S WL AR 21 2 A fE O e
FRIPIRAS | e o A8 3 IRLOR o | PP 3 o 55, 5
A2 2H 2 i i A, TC AR I, ff L-Selectin B
WG N F TS B A L-Selectin £
FiEE =, VLIS L-Selectin 54 B 1l )56 2%,

PCT J2& [ 45 2 (W HT IR ot , Ho A7 5 32 7™ 4% A
T AR R R S TR AR FEAN R Rk S R
$iE SN P FE AT O . REEAE FR A PCT = FIEH A
B, HEEE RGN E, PCT £ B Z s, 5
Kleinbrahm K %" 4t —3 . PCT ZEIEH E LT,
FZh BRI C g2k, IR 8870, S i
EL, R e B SR A AR B R MR R 5
(IS R AE SN, Tl PCT K 3Rik , P A
W PCT /K- 1] Ayl PR VEA e B8 48 96 15 38 P
RO E MR SR E RN S HE L
H S5 EE L, WIEHE PCT K4 m, 5 AR
J& A K, UESE PCT AJ Ay I R F00 0 e 3 i 8 4 T
Rt —E 5%,

&5 ROCHITER
Table 5 ROC analysis results

B AUC 95%CI VA N2 cut-off & HURE (%) $FRE (%) PiE
L-Selectin  0.827 0.739~0.894 7.886  >140.96 ng/mL 92.59 66.67 <0.001
PCT 0.761 0.667~0.840 4.601 >9.39 pg/mL 62.96 85.33 <0.001
VIM 0.796 0.704~0.869 5.697  >333.63 pg/mL 66.67 84.00 <0.001
s 0.890 0.813~0.943 9.705 81.48 84.00 <0.001

VIM j& —Ff B ZEAN P . 25 4 i
SRS L 40 DNA 235 .5 540 140 i
ez AT MERS BN AT FERSME 2
BE IS, VIM B 52 32 3k T BH - 20 i 5 e A9 il 2
BEIR T, W] VIM W 585008 17240 58 1R, i
T AR 9 FIT AR 40 i R B P A T R IS
KAPERLFE™  Su L AR HRGE WoR , L VIM 78
WL I AE 8 7 v 3R A B S R AR SO A 5 2 A
I VIM Ge5 40T AH BAE T, 7 AR S e ORE U,
FEREAERAEAN BRI T , BLHES 5 RAE I, TEIR

BEAE A0 R B SR ] . AHESEA R Z AL TR
T, M A I L-Selectin ,PCT . VIM 2 75 1] | T~
[FIZE R M RERE 2 AT5 A R e 2t — 2045 .

25 b RpT A, M EEAE B L-Selectin . PCT . VIM
IR Bt I I EE T 5 R TS % )
FHIE A B R TN 30 ) I3 2 bR 0

5% 3k
(V] BOR K, SO, S e S 05 5F miR-21  miR-
155 75 1L 15 S A A0 DR L0 0 R B AR PE[D). 437



TSR A

20204F9 H 124

o] J Mol Diagn Ther, September 2020, Vol. 12 No. 9

1199

[7]

(8]

LW 5IRIT A, 2020, 12(4) :433-436 , 449.

[ B oy 22 BE A3 2, b B BY BE B 2 2 Ik e 5
TR Lol 22 D1 2% . v [ IR BEAE /R TR PR AR e 2R T 4R
R (2018)[J]. /&3 RAE EH, 2019,20(1) :3-22.
RIPRIT, A T8 . L- 0B 9 % Lt LR 37 Ak 3 A A e 18
HHUSIEA T ST P EZY SRR, 2019,19(9)
84-86.

XWEHE AR, SR 2L, 455 | IRFRAE SR LTS P A R -
6 FHFRES 25t 3 1k M R R LT ] 20 T2 W 53677 2%
&, 2019,11(06) : 527-530.

MU W L B R E L S OB B P EVTL RGN U
ZH 5] NLRP3 M /IMATE AL 520 (1], 75 7 BE R R %
241, 2018,38(6) : 704-710.

TE BT 22 22 B 23, T E RSB et Ik oe 5
R FERE 4l 2= A 2% o [ eI/ R TR M R 0T 22 R T
B (2018) [J]. [ 2 BEor, 2018,38(9) 1 741-756.

Cheng Z, Yang YJ, Jing XG, et al. Diagnostic value of HBP,
PCT combined with APACHE 1l score respectively in ventila-
tor - associated pneumonia [J]. Natl Med J China, 2019, 99
(22):1698-1702.

Yaghoubian A, Batter T, Mozafarpour S, et al. Use of the
Quick Sequential Organ Failure Assessment Score for Predic-
tion of Intensive Care Unit Admission Due to Septic Shock af-
ter Percutaneous Nephrolithotomy: A Multicenter Study [J].
J Urol, 2019,202(2) :314-318.

[9]

[10]

[11]

[12]

[13]

[14]

[15]

Cappenberg A, Margraf A, Thomas K, et al. L-selectin shed-
ding affects bacterial clearance in the lung: a new regulatory
pathway for integrin outside-in signaling [J]. Blood, 2019,
134(17) : 1445-1457.

Dong Y, Lagarde J, Xicota L, et al. Neutrophil hyperactiva-
tion correlates with Alzheimer’s disease progression [J]. Ann
Neurol, 2018,83(2) : 387-405.

Kleinbrahm K, Wappler F, Sakka SG. Role of Procalcitonin
as a Sepsis Marker [T]. Anasthesiol Intensivmed Notfallmed
Schmerzther, 2019,54(6) : 424-433.

lankova I, Thompson-Leduc P, Kirson NY, et al. Efficacy
and Safety of Procalcitonin Guidance in Patients With Sus-
pected or Confirmed Sepsis: A Systematic Review and Meta-
Analysis[J ]. Crit Care Med, 2018,46(5) : 691-698.

Sallustio F, Stasi A, Curci C, et al. Renal progenitor cells re-
vert LPS-induced endothelial-to-mesenchymal transition by se-
creting CXCL6, SAA4, and BPIFA2 antiseptic peptides[J].
FASEB J, 2019,33(10) : 10753-10766.

Su LX, Pan P, Wang XT, et al. Vimentin modulates apopto-
sis and inflammatory cytokine release by a human monocytic
cell line (THP-1) in response to lipopolysaccharides in vitro
[J]. Chin Med J (Engl), 2019,132(11):1336-1343.

Su L, Pan P, Yan P, et al. Role of vimentin in modulating
immune cell apoptosis and inflammatory responses in sepsis

[J]. Sci Rep, 2019,9(1) :5747.

(L% 1194 )

[10]

[11]

BOAR MR, Bk (IR LA K2 BRE Z 38R (2019
RO Y EAT[T]. rpAE AR B4R, 2019(13) 1 12-12.
MacDonald TM, Tran C, Kaitu’u-Lino TJ, et al. Assessing
the sensitivity of placental growth factor and soluble fms-like
tyrosine kinase 1 at 36 weeks’ gestation to predict small-for-
gestational-age infants or late-onset preeclampsia: a prospec-
tive nested case-control study[J]. BMC Pregnan Chil, 2018,
18(1) :354-358.

Sano T, Terai Y, Daimon A, et al. Recombinant human solu-
ble thrombomodulin as an anticoagulation therapy improves
recurrent miscarriage and fetal growth restriction due to pla-
cental insufficiency - The leading cause of preeclampsia [J].
Placenta, 2018,65(2) :1-6.

Sharp A, Chappell LC, Dekker G, et al. Placental Growth
Factor informed management of suspected pre-eclampsia or fe-
tal growth restriction: The MAPPLE cohort study [J]. Preg-
nan hypertens, 2018,14(5) :228-233.

T2, B . PLGF IL-6 5 4 R 39 o Al o 155 7 2 2 ik
BEEE R ARG T ). 7 72 SR T 2k, 2020,12(5)
674-677.

[12]

[13]

[14]

[15]

[16]

Takahashi N, Li F, Fushima T, et al. Vitamin B Nicotin-
amide: A Promising Candidate for Treating Preeclampsia and
Improving Fetal Growth [J]. Tohoku J Exp Med, 2018, 244
(3):243-248.

Ormesher L, Johnstone ED, Shawkat E, et al. A clinical
evaluation of placental growth factor in routine practice in
high-risk women presenting with suspected pre-eclampsia and/
or fetal growth restriction [J]. Pregnan hypertens, 2018, 14
(8):234-239.

Manriquez Rocha B, Mbofana F, Loquiha O, et al. Early di-
agnosis of preeclampsia using placental growth factor: An op-
erational pilot study in Maputo, Mozambique[J ]. Pregnan hy-
pertens, 2018,11(7) :26-31.

Zur RL, Kingdom JC, Parks WT. The Placental Basis of Fe-
tal Growth Restriction [J]. Obstet Gynecol Clin North Am,
2020,47(1) :81-98.

Kooiman J, Terstappen F, van Wagensveld L, et al. Conflict-
ing Effects of Fetal Growth Restriction on Blood Pressure Be-
tween Human and Rat Offspring: A Meta- Analysis [J]. Hy-
pertension, 2020,75(3) :806-818.



- 1200 - T EWiER T4 20204E9 4 45124 4591 J Mol Diagn Ther, September 2020, Vol. 12 No. 9

. a
.’I,/a 3 e

2k AR LI 1 RSN SR 3R R 2 U2 () TR pE
Rl N H

M F* AA=R O RE

(# =] BE SE TS T PR S R R B e A BNl . ik Pt
5 107 RS SR DR A 1 (M) B R B 32 5 P PSR R A R R YR ALk BRI P AL A 5 12 T o
PR L I (CEA) A I 10 G Ak B B4 ML AR AS 5 o 5 Rl A 27 RIS AN 28 2R, R R R A&
ZIRNPUMTE AMA TIRAIRBOR . SR IR ML REA 2 R A E R (B0 VAR AL 3RS , 7T L g S e G
BORPTMAERMA TR . 5% FRIR L, BELIBTR S IS A OGHE R*(E 0.937 5 4255 0.954 5. BT
EDTA HIAbBRAECR (P {E M 0.943 0) 0 8818 RRAEIR (FOAF Nk @R BRIERYG ], 7] LU TS e ik
e RRAERR D BIAA R TSR GAPILTE THURE S , S mR 25 R A Em I .

(R8I ] RRLAMR ) 5 el BT

Application of an environmental protection and pollution - free serum

complement inhibitor polyaspartic acid sodium in immunoassay reagents

CHEN Liyong*, LIU Renyuan, ZHANG Yu
(Dongguan Dongyangguang Diagnostic Products Co., Ltd, Dongguan, Guangdong, China, 523867)

[ABSTRACT] Objective To identify a green environmental friendly immunoassay blocker against
serum complement interference. Methods A series of concentrations of polyaspartic acid (sodium) were
prepared with antibody and antigen reaction buffer. The serum samples were treated with polyaspartic acid
sodium solution, and then the pretreated serum samples were detected with the prepared CEA reagent. Finally,
the results were compared with commercial Roche reagent, and the effect of anti-interference of polyaspartic
acid sodium was evaluated. Results ~ After clinical serum samples are treated with polyaspartic acid (sodium)
solution, the anti-serum complement interference effect of immunoassay reagents can be improved. Compared
with Roche’s reagent, the correlation R value before and after the addition of the blocking agent increased from
0.937 5 to 0.954 5. The treatment effect is better than EDTA (R® value is 0.943 0). Conclusion Polyaspartic
acid (sodium) , as a green environmentally friendly detergent, can be used in immunoassay reagents. The
addition of polyaspartic acid (sodium) is beneficial to enhance the reagent’s anti-serum interference ability and
improve the accuracy of detection results.

[KEY WORDS] PASP; Immunoassay interference ; Blocker

FETFHUARPLE A Je O e kil v i g AMA R ORI R 2R — . 358 48 25 7 (Eth-
— NEBEN TR, B2 A 2h 5 R ylenediaminetetraacetic acid, EDTA) 7£ — & £ I
PHAE BB BE o 0 138 T4 i e B 2 A FE W2 1 D30I T Hh R MAST S e A DU A T AR L (E
5 10 & o A 1) B4R A, 2 B AT E N AW R AR 2, B i R R S G T H

Mo fAn: K ET RS W= B ARG, KR, & 523867
*BAEAVEE TR B, E-mail : chenliyong@hec.cn
E XA R AR L G AR B —1EE
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EDTA Al ffi ifl /NRER R S A i 45 28 . PRt
S A UE SERIN AN (IR AN it i Bl DO 51 ik 3
Rz I3k 700 & % o ) ) PR B IR B SR AR R R
B ARBESER FBTIRIe O A ROk | il i
Dl PR LV A e J B 1, [R5 %0 TG
F G ABORT LU ST, S50 T — b g €2 PR AR 7R 1L 35 b
A4 A - - R A& & R 4 (polyaspartic acid,
PASP) , iZial 1 T H T S e I v, I 4 5 S e A
D) 55 27 PR Az 225 2R i A DG 1 o

1 HESHE

1.1 RS

Jii IR 30 )i (carcinoembryonic antigen, CEA ) it
XTHCRIE 3 JEMS A= 9 B 43 A1 BR 2> |] (455 : 3CEA-
23 F1 CEA-100) , 53 53l VE A B A 12 T 4K R4 35 4t
T BlCPE R W A A LY IRA E (S
03535452103) . LW G USSR B R R MR
FEER A [ 3% [# Thermo Fisher 23 @) (575435 2 -
21343,23456,65601) , TR MR A 16
A= R PR 7 (5895 S25535) 4627 KOG
Y 9 RN & BLRE R A R W) (585« Tntlus-
A03) . 3 [E Molecular Devices SpectraMax i3X %
I RERE AR Y , Hi+ Tecan HydroFlex ™ £ IJj GE e At
ML, % BMG LABTECH SPECTROstar Nano i /i
oG
1.2 HEAWEE

B B i 4R 1Y CEA BHAE LTS FE A 22 2[R ed ]
I A e LR B CEA 6 357 &0 5 o
1.3 Jik
1.3.1  ZZoPi el

PO AW 2R AT B S AT 5 R
L% W - 20 mM W iR £ 2% vh i (phosphate buffer,
PB, pH8.0) +0.9% NaCl+0.5% - Ifil i 1 % 1 (Bo-
vine Serum Albumin, BSA )+0.05% ProClin 300,

ifd bR 70 44 75 B WK : 20 mM PB (pH8.0) +5 mM
MgCl:+10 puM ZnCl:.0.9% NaCl+0.5% BSA+0.05%
ProClin 300,
1.3.2 EYWERIRCHE

H¢ 2 mg/mL 1gG (4 #EBRE 1 G, immunoglobu-
lin G )/PBS (#i2 £h 2% #p i , phosphate buffered solu-
tion) 1 mL, Il A 27 wL 10 mM {4 &, il
BB 30 min, FBEERAE ZSBR AR SOV AR R o 280
nm WO REIN K R . THAE W R AL BT B

P FE R 4 mg/L
1.3.3 FEbricHiik

B 2 mg/mL fif§/PBS 1 mL, fill A 1 mg/mL Sulfo-
SMCC (4- (N- Eh S PPz FP G ) 34 2 Joe- 1- R PR 1 PR
FE B 1 E W B 158 BM &L L 4- (N-Maleimidomethyl ) cy-
clohexane- 1 -carboxylic acid 3-sulfo-N-hydroxysuc-
cinimide ester sodium salt) 22 wL, & & 2 i 30
min, F I ER A1 25 BR R 50 %) Sulfo-SMCC., HU 2
mg/mL IgG/PBS 1 mL, il A 4 mg/mL SATA(N-T
TR S- BRI F AL £ T FERS , N-Succinimidyl-S-
Acetyl-Thioacetate )/DMF (N, N- — H JE it Jiz , N,
N-Dimethylformamide ) 7 wL, % & S i 30 min, fill
A 100 pL 22 v (% 4 5 mg /Y Hydroxyl-
amine - HCI) , 0 2 ho FHBER AT 26 B A I
9350 o 280 nm OGRS &R FIVREE . THEG bR HTIA
T B RO B R 4 mg/L.
1.3.4  CEA B JstbrifE i e

FHHC IR BERCKS CEA A ife 5 7 BE AR 675.0 ng/
mL . 337.5 ng/mL . 84.4 ng/mL .42.2 ng/mL . 21.1 ng/
mL.10.5 ng/mL 5.3 ng/mL /% 0.0 ng/mL,
1.3.5 & PASP FHIB S0 2% i e

FHPUARST RSB 22 HBORE PASP FC i 25 vk
J&# :0.00 mg/L . 4.19 mg/L . 8.38 mg/L . 16.75 mg/L .
33.50 mg/L.
1.3.6 XU IC A2 S G AG I TC 1L v B )i i
FEH B CEA

SR :10 WLCEA HU 5, 10 L 55 B W) 52 1 2%
MR, TR 2T 510 WL B B % AR #EER (4 mg/mL) , 50
pL A=) = ARPUIAFN 50 wL B FRHTIR s 1R AT, 37T
5 min; YR : WA 2 min, 25 L35 A 200 pL
PRI (50 mM 7.4 Tris[ = (R H ) 24 5 B e 22 of
M , Tris (hydroxymethyl ) aminomethane | +0.9% Na-
Cl + 0.5% Triton-X100( 5 £ By JLAILTE , 2-(2-
[4-(1,1, 3, 3-Tetramethylbutyl ) phenoxy ] ethoxy)
eth) +0.1% TW20 (R £ (20) L AL R HE R
fi§ , Polyoxyethy -lene (20) Sorbaitan Monolaurate ) +
0.025% ProClin 300 Bjj J& ] , #; W 2 min, £ 1% .
HAEPH IR &6 A 150 n AMPPD (3-(2-
BERE 52 WIGE ) -4- FH A -4 (3-l 4RI ) - R -1, 2-—
I e —#MER , 3-[ 2-spiroadamatane | -4-methoxy-
4- 3-phosphoryloxy | -phenyl-1, 2-dioxetane) Diox-
etane) KWW, 1821, 37CHFE 3 min, Kl . ffi
B BR A4S 2
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1.3.7  WPrikde.ofb2E kPR CEA FHA I
PR IMLE FEA

SV« 6] 96 FLAR AT HI A 10 wL CEA BHPEIf IR
ML, 10 wL £5-3% & 1 PASP BHIKT 5, TR 575 A 10
pL 5657 SR FIZERERE (4 mg/mL) , 50 pL AP 2 Akhiik
150 WL FEbRPUIA IR, 37°CHFH 5 min, YEV : 7
W 2 min, 25 F 3 5 BI1A 200 pL $E 47 (50 mM 7.4
Tris+0.9% NaCl+0.5% Triton-X100+0.1% TW20+
0.025%ProClin 300) , #W% 2 min, £ b3, BEE L
=R,

R A 150 nL AMPPD JEEYIW , 1R %], 37°C
WEE 3 ming AU (5 FH EEEAR AR A& O, DL E R

S (R A ase BT B, 0 R 2H 5 S 6 21 1) X 5
TE T AR H PASP BH B 551011 2% H 15 mM EDTA 1k
R BELITH
1.3.8 Higeitwontr

FrUEZE SD, A T RELCV, /R b A R FL R
1412k F Microsoft Excel 273 #7 .

2 H#R

BRR AR sl R XA I I 1 5 i)
SR H AN ] e J3E BEL BB 7 % []— 3k B2 CEA
e 255 JE 52 M A K, 25 5 22 %0 (Coefficient of Varia-
tion, CV)I7E 5% LA, WK 1.

2.1

F 1 PASP X} CEA #ill 4 RAY 20T
Table 1 The effect of PASP on detection of CEA in buffer solution

CEA ¥iJ5He & PASP il A fit (mg/L) T . V(%)
(ng/mL) 0 4.19 8.38 16.75 33.50
675 2162176 2222028 2177057 2151109 2062651 2155004 58254 2.70
3375 1221977 1291192 1278793 1214832 1206803 1242719 39207 3.15
84.4 436 484 449 120 451 637 425 863 418 522 436 325 14 358 3.29
42.2 248 375 247 671 255 169 241 936 236 354 245 901 7107 2.89
21.1 132 178 138 807 138 729 132 301 130 028 134 409 4081 3.04
10.5 72 281 72 984 75 419 73 966 73127 73 555 1202 1.63
5.3 38 565 40 443 39 486 39 988 38 565 39 409 842 2.14
0 1219 1002 1 691 1139 1586

2.2 HAA R RAE IR BCH Hh (Y A s i R A
CEA Il /R BH P 1 375 A A< 5 2 TRt R ksl 285 S A 4
KMo

AN PASP 2544 F , K8 5 1 R A5 7 (ELAH 56
P R* M 0.937 5. 15 mM [ EDTA il A R (H $2
50943 0, A 8.38 mg/L f PASP 1] LK R®
309545, WK1 %2,

450.00
400.00
350.00
300.00
250.00
200.00
150.00
100.00

50.00

0.00
0.00

0 mg/L

4.19 mg/L

838 mg/L  R’=0.9545
16.75 mg/L

33.5 mg/L

EDTA (15 mM)

100.00  200.00  300.00 400.00
R AL AR 54 24 ng/mL
& PASP iR 4 Ml R ML & R CEA 5 % ik 5 i)
EHEXE
Figure 1 Correlation of detection CEA in serum between the
reagent added PASP and Roche

&1

F2 & PASPIRFR MG MEH CEA 5 F Rk &M
EHEX S
Table 2 Correlation of detection CEA in serum
between the reagent added PASP and Roche

EDTA
pORilss
(15M)

B ol PASP(mg/L)
(ng/mL)

0.00 4.19 838 16.75 33.50

25.75
54.61
117.75
170.71
253.22
287.62
171.07
229.84
217.10
227.29
315.62

25.16
55.33
118.05
171.44
256.53
288.27
177.37
227.01
211.15
238.17
325.84

24.33
55.77
118.37
170.11
256.94
285.94
177.70
246.71
223.59
237.56
351.13

29.54
59.18
126.14
167.15
273.64
299.86
177.17
247.12
235.01
248.32
357.54
396.63
401.14
0.943 0

15.22
44.77
102.70
142.10
219.70
238.10
163.30
203.20
258.00
265.30
284.00
334.10 397.69 374.27 350.41 365.47 369.74
358.10 422.83 378.19 377.43 387.82 379.34
AHFEER? 0.937 5 0.9389 0.954 5 0.940 4 0.937 6

33.65
63.63
125.83
184.81
262.23
296.03
162.73
252.26
238.40
237.99
342.00

19.89
49.63
115.26
168.94
252.95
281.34
168.46
210.64
220.80
232.76
304.57
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MLE T4 53 NIRRT PR A P T4
PEPE TG Abtshbuik Can ABt Rt (hu-
man antimouse antibody, HAMA) ) | 2& X & A F
(rheumatoid factor, RF) g S HTAR HMA L H Bt
TR CEE R RRAE Y AMEME TR L R A
b QSN VS B 1 B SO (1871 %= 3 R ) A= T N
oy HodmvE AR R - A EEN TR
R TERE ORI 5 S 6 BN R A0 TR
PR AW B AU 5 BE R R RN R G B S T A
SYURG G U R 2 A R s, JR 5% H Fe Bt
FMA Clq 25 A0 o BRI AMAE G4 C1 18
Rk Clq. Pi 4> Clr F1 A4~ Cls 43 F 41 A% : Clq
(C1gA-Cl1gB-C1qC)6-(Clr-Cls) 2, K it — %A
S LIS G 2P . TE B3 BUR IO RN
o, N — Nk e g, — kR
P B0 B A I B A — R s I — 20 vk R AR AR T A
Fe SRR, T I B 3o B v 7 ] 422 4 9% BN
e, WO I AMA C1 5 Z2 DB TR 45 &, dnl fE
BELASAS DU — Bt 5 s R bR 09 45 &, 18 LA B
o PRI, A T S A Y AR AT S g A 45 2R 7
AR WU Do ST AR 1 e 93 2 1oy 501 Hh % o — 2 S By
50 BEL A A D0 5 B % /A K A 0 485 2R 1Y)
T,

B L7 55 5 FE 29 2.1~2.8 mmol/L., #MA C1
WG M E G RIE TG Ca B+, &R
T BELI A AT LAES A il v b S BE SR RS T BEASRH.
Wr C1 &2 & W8 B, BH 1k #MA 3005 20006 B0 o
W, FEBT TR S 5 S rh TS N — € it 4 I B
RELYBTT741) , RE A T 53 Bl 553 A MA XS B8 B Iz 18 T4 o
4 J S 1 BEL T 3R AT LA ik BT ) - 5 R
ISR ES G AR W 42 8 2 A0 B BELIT 57 S, A8
BURRAE 1, 43 S R B4R 4, DTTTT B 1k 43 s 25
TERAEM . W R BE WA AL . £ Z Y O
(EDTA) . V. 2.3 =} 1. Z. 1% (diethylenetriamine-
pentaacetic acid, DTPA) | i 4 — £ Ji% (nitrilotriace-
tic acid, NTA) . — % # % 44 (sodium tripolyphos-
phate, STPP) % . 33X 4% 52 BT 1) (5 1 3z, (H 2
FFAEARI S, 4. EDTA DTPA K 5k %A= Wy [ fiit
PEAR 22, WU — 26 [ 522K 11 =l BR il 4 ] EDTA |
DTPA. STPP & 8 45 , 23 IR 183 1A F1900 30 A
B, CEA N T ASHE R A —

BE R W, AR B JE R, (H R AT LUK WA 7 T3R5
W TCIR B A R LI RN R R 2, RS
Al eibr” B Wik, NI O 8
A i A BH TR 2 O H

RRAAMEL (PASP) 2 4% (0 4 J& 25+ BH W7
ARER" . PASP KIRAEAE T W 24 FEAR s 15
N, HEASHE LU BT, 5 A JOR B TR R 5 A 0 P
VA P 235 RA 5 0, ELA AR I B L 20 1 L W B 2 1
H o ERRHE B A W o A B A Rl 7K 55 X 20
BICEMYT, A R0 A YR fg v, 2 H avE
/NN Ve A0 B2 - VR LRt D> & N SEN L]
3¢ [E donlar 22 FH AL T A MUER R IR R B4
S SR 2S7 1 A

R FHREAS LU A0 8 A A 23 B 2 IE AN Az )
R PERE A H F ik s AR AE DR G e
Fori v e ISR KA TR R (PASP)AE y—Fp gt (a3
PRALG: @ B 25 ), FLRR S+ MA LTS , BXT
XU e 0 Fo 95 T I H 470 it i) A e Al 2 52
M), PASP [ I A FE A 2 e 6 0 700 % 11 AR FH 1
T AR A T R 25 R 5 a0 a0 G T 45 2R Y A+
Kt PASP FH &/ Jois i LRI, HRES i
e a7 & 1 B, LA A g A vh B A N
A

S 30k

(1] ZEk . Gyl oy TP & o A Fn s il s i i o2 L7 ], A [
TR, 2017, 14(12) :49-50.

(2] &, Wbk, £, % . 2 WD Z 12 (EDTA) 4= ¥4t
HBTTEBERE ()], &0 B 2 Be 2741, 2019,38(5) : 80-88.

(3] T, ¥, sk Bk, % . 27 ] £ 1 0Y 2 e Ao M fe i
L7580 R s B PR 43 A (] I B A B B 2 A 5
2016,37(9) :1200-1204.

[4]  Ward G, Simpson A, Boscato L. The investigation of inter-
ferences in immunoassay [ J ]. Clin Biochem, 2017, 50(18) :
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[5]  WangJ, Meade J, Brown N. EDTA is superior to DTT treat-
ment for overcoming the prozone effect in HLA antibody test-
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[6] Weinstock C Schnaidt M. The complement-mediated prozone
effect in the Luminex single-antigen bead assay and its impact
on HLA antibody determination in patient sera [J]. Int J Im-
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i TLR2 . TLR4 /K5 2 B ks bR 5 s a8 15 ohfig
Be RReR AN R0

[ =] B8 2Hrini toll B2 4K 2 (TLR2) | toll 32 1A 4 (TLR4) 7K 3 5 2 RUMHE IR 5 & 9%
(DKD) R E B IRE M RIS CR . Fik  HEL 201741 F 2 2020 45 1 A ABEWIR Y 120 i 2 B
JR9% (T2DM) f835 AAFFE % 42, A4 IR 191 25 F1 4k 26 (UAER ) 4328 B4 T2DM 41 (UAER<20 pug/min , n=
40) -39 DKD 41 (20 g/min <UAER<200 g/min, n=50) filllfi /K DKD 21 (UAER=200 wg/min,n=30), [f]
P39 [ 3000 A e 24 AL 1) 40 (81t SR 25 S o AL, G0 4520 1L 775 TLR2 \ TLR4 7K-F- | B Ty BEFS b [
JULEF (Scr) .24 h FREE FIAE R (24 h UMA) R ZE A (BUN) JHIL AR RS [#E 8L C [ i 25 11 (hs-CRP) |
Jib 987 R FE R F (TNF-) A % -6 (TL-6) . (A4~ K -8(IL-8) |, 43 Hr IfiL i TLR2 . TLR4 7K *F 5 Scr. 24 h
UMA .BUN ,hs-CRP . TNF-o \IL-6 }2 IL-8 /K- I AHOCE . #5554l T2DM 4H .7 49) DKD 4 | IIfii /K DKD
20 ROk} BRZH ) 1 0 A AR B AR TR AR B R 22 ST L(P>0.05) Il TLR2  TLR4,Scr.24 h
UMA ,BUN /K- Fe 80 25 32 - 1Ifi PR DKD £ > FL 3] DKD £ > ¥4l T2DM 4> X} B2, 22 73 HoA G it X
(P<0.05) . I3 hs-CRP \ TNF-au \IL-6 J% TL-8 /K b5 45 5 - I /R DKD 41> 7.18) DKD 2> 8.4 T2DM 4>
PR, 22 5% A Geih 22 & L (P<0.05) . Spearman AH G 73 #7 7%, Il TLR2 . TLR4 7K -5 Scr.24 h
UMA .BUN .4h UMA .BUN ., hs-CRP . TNF-o . IL-6 } IL-8 7K TE A6 (P<0.05) . 4518 DKD #3175
TLR2 . TLR4 /K-FTF =, B DI REH8 A5 F 98 P [ F T =, FLIMYE TLR2 . TLR4 /K5 5 T A8 K & S IR A 2 1F
AHICAE

(KR 2 BBERFEE I ; TLR2; TLR4; HTHE

Analysis of the relationship between serum TLR2 and TLR4 levels and renal

function and inflammatory status in patients with type 2 diabetic nephropathy
HUA Yan*, WU Jinwen, LIU Xin
(Department of Endocrinology, the Second People’s Hospital of Yibin, Yibin, Sichuan, China, 644000)

[ABSTRACT] Objective To analyze the relationship between serum TLR2 and TLR4 levels and renal
function and inflammatory status in patients with type 2 diabetic nephropathy (DKD). Methods A total of 120
patients with type 2 diabetes (T2DM) who were admitted to our hospital from January 2017 to January 2020
were selected as the research subjects. According to the urine albumin excretion rate (UAER) , they were
divided into the simple T2DM group (UAER < 20 pg/min, n=40), the early DKD group (20 pg/min <UAER <
200 pg/min, n=50) and the clinical DKD group (UAER = 200 p.g/min, n= 30). At the same time, select those
who have undergone physical examination in our hospital during the same period 40 healthy people served as the
control group to detect serum TLR2, TLR4 levels, renal function indicators [serum creatinine (Scr), 24 h
urine microalbuminuria (24 h UMA ) , urea nitrogen (BUN) | and inflammation status [ High-sensitivity
C-reactive protein (hs-CRP), tumor necrosis factor (TNF-a), interleukin-6 (IL-6), interleukin-8 (IL-8) ]. The

AEFA W A SR A F &R AR LT3 A (18P]109)
Ve R ETH ARER AL, W@, 7% 644000
*RATAEE A R E-mail : yhjzphz9206@sina.com
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correlation between serum TLR2 and TLR4 levels and Scr, 24 h UMA, BUN, hs-CRP, TNF-a, IL-6 and IL-8
levels were analyzed. Results There was no statistically significant difference in gender, age, course of
disease and body mass index between the T2DM group alone, the early DKD group, the clinical DKD group
and the control group (P>0.05). Serum TLR2, TLR4, Scr, 24 h UMA, BUN level comparison results: clinical
DKD group > early DKD group > T2DM group > control group, the difference was statistically significant (P<
0.05). Comparison of serum hs-CRP, TNF-a, IL-6 and IL-8 levels: clinical DKD group > early DKD group >
T2DM group > control group, the difference was statistically significant (P<0.05). Spearman correlation
analysis showed that serum TLR2 and TLR4 levels were positively correlated with Scr, 24 h UMA, BUN, 4h
UMA, BUN, hs-CRP, TNF-a, IL-6 and IL-8 levels (P<0.05). Conclusion Serum TLR2 and TLR4 levels in

patients with DKD increased, renal function indicators and inflammatory factors increased, and serum TLR2

and TLR4 levels were positively correlated with renal function and inflammation.
[KEY WORDS] Type 2 diabetic nephropathy ; TLR2; TLR4; Renal function

2 AU IR 9% (type 2 diabetes mellitus , T2DM ) f&
it PR DA s, A0 e W 23155 e — &R 51T
JE , HHORE PR % 9 (diabetic nephropathy , DN )
ST UL I A0, Bt 6 W DR s 2 i 238 114 3 T
FHE , DN & R 8 5 b o3, ™ 58 8
A A, 2 AUBE JR WG ¥ 9 (diabetic kidney
diabetic , DKD ) 5z 2 Fit [Kl 22 5 0, 117 % 1% PN 51
DKD & # & 45 405 Hh g HL R 2 8 AT DG i =
AP LY toll BE AZ fK 2 (toll like receptor 2,
TLR2) Fil toll ¥ 3Z {4 4. (toll like receptor 4., TLR4)
M RMER T, #25DKD k4 kKBS,
HCRE A 5 S PR TR0 S B 40 0 R 3 R AR i, O
36 38 T 9 RE A I S A O 2 A4 PR R A T
+, HEW S S RS e . M C RN
(high sensitivity C-reaction protein , hs-CRP) | /I J&
R FE A F (tumor necrosis factor, TNF-a) . [/ 2% -6
(interleykin-6,1L-6) . 14 % -8 (interleykin-8, IL-
LM RN T, 25 DKD k4 k& & it
e, ARWEIY B AEHRIT IV TLR2 \ TLR4 /K- 5
B YhE L RIERE LR, MR 2R RS
% AREW T

1 AHESHE

1.1 — ek

PEHL 2017 4F 1 H & 2020 4F 1 A A B Uis 19
120 151 T2DM 3 A58 54, K 120 ] T2DM £#
# A% UAER 43 Jy B4l T2DM 41 (UAER<20 g/
min, n=40) . 7§ DKD 4{ (20<UAER<200 pg/min,
n=50) 1 IIfi /K DKD 4| (UAER=200 wg/min, n=
3001, [) A 3 BT 9 7 A B A TR A 1Y 40 1514k R
HAE T IR

AR UE - O G B 2 RO PRI B IR 48
R )+ DKD 2 Wibs i :6 A~ H NIESE 2 UL E IR
M # H HE it % (urinary albumin excretion rates,
UAER) 2 20 ~ 200 pg/min, B 1€ 1ML 21 2 FH (hemo-
globin A1C, HbALC)>7.0% ; Q4 #4 50 ~ 80 % ;
QBRI Z S BN R E . HEBR
b O HAFE IR~ 2 E ; Q&8I A B RER
25 5 95 B LAt M ik 98 2 5 BB I LUK p o i
H s @3 A AR S R B R R PR 2 R i A
Bk A A WA R 259 s &G I B B K i A I
RIEH ; @B PRI 2R IT R AE# .

1.2 Jrik
1.2 IR 7R

TESRE PRI A0 o F B S AR ST 5
1.2.2  [fil 7% TLR2 \ TLR4 /K-l &

WA K AL 4 mL, P 2 mL 733 T EDTA
PUBEE h, —80C ¥ ¥k & JH , F 4% 2 mL & 3 000
rpm/min &0 5 min, 72O ULTEANI, 70 5 b
TE, —80CYL VR JH o i P i 930 35 DA 2 4 5 B
R & (R 2 AE BB A BR A ] ) $2 U DNA,
AR A e B U PR
1.2.3  'HIRESEARIIE

HUR R 25 I8 ## bk 1. 4 mL, 47 T EDTA Hi it
B, 7E 3 000 rpm/min 0 10 min, #E17 B UT
TEA ML, 53 B B, R4 A S AR (DL e &
J&E IR RN F] AUS800 K Bt £ 3 510 ) A il o JJL
(serum creatinine, Scr) .24 h JR & H & H K (24 h
urine microalbuminuria, 24 h UMA) . J8 & & (urea
nitrogen , BUN ) 7K-F-,

1.2.4 AR E
SR Tt 3% 928 W B (38 [ Bio-Tek ELX-800
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JifE AR AN S it 2534055 ) K hs-CRP , TNF-« \ IL-6 J¢
IL-8 /K,
1.3 Stk

> 1 SPSS 18.0 {4 4b # A4l | 11 & BEORL LA
(x £5) RN, ZH BRI F RS, IR FCECR
t K56, A 56 MK ] Spearman #H 3¢ 0 #1 L LAAH 5 &
B r Fom B BORHAL A AH SE 1 , P<0.05 B 25 R A 4

HEE X
2 &R

2.1 441G R TR He g

Bzl T2DM 4 | 4] DKD 41 . IIfi /K DKD 44 %
X BRZL R0 AR R R R S AR A L B 2 S
GiitrE X (P>0.05), W#FE1,

F1 AARKFBLLER (v+s)
Table 1 Comparison of clinical data between the 4 groups

(xxs)

G W IR
e AL ) ()

HAET2DM 41 30 17/13 61.5446.23 10.62+3.05 24.10£5.51
HHIDKD 4l 50 26/24 62.10£6.28 9.95+3.01 23.98%5.48
IFPKDKD 4. 40 21/19 62.88+6.30 11.28+3.10 24.33+5.57

bopiisezel 40 17/13 61.63+6.26 - 23.79+5.44
1IF1H 0181  0.407 2.120 0.045
P1E 0914  0.667 0.125 0.856

2.2 [fiij TLR2 . TLR4 .Scr.24 h UMA .BUN [L4%
1fi & TLR2,TLR4 . Scr. 24 h UMA . BUN 7K -

Fe #2453 . il PR DKD 41 > 12 ] DKD 4 > 5 4fi
T2DM 4 >xf 4, 2 7 B Z it % 5 XL (P<
0.05). WLFE2,
2.3 LI RAE R F 7K LK
If.7% hs-CRP , TNF-a , IL-6 &% IL-8 7K - L %%
25 3L 1l JK DKD 41> 1] DKD 2H > .40 T2DM 44
>XFHRAL, 22 5% B el L (P<0.05) . UL
*£3,
2.4 [y TLR2  TLR4 /K5 Scr.24 h UMA .BUN
7K3F-Fil hs-CRP . TNF-a . IL-6 . IL-8 7K - A e 1
Spearman AH &4 #T i 7~ , ML TLR2 , TLR4 7K
45 Scr. 24 h UMA,BUN. 4 h UMA ,BUN hs-
CRP. TNF-a.IL-6 M IL-8 /K 3 & 1F M 5% (P<
0.05), W4,

F&4 M5 TLR2,TLR4 7KF 5 Scr,24 h UMA .BUN 7K -0
MCP-1,CRP,TNF-a . IL-6 . IL-8 7K F B9 18 K 1%

Table 4 Correlation between serum TLR2, TLR4 and levels

of Scr, 24 h UMA, BUN, MCP-1, CRP, TNF - «, IL-6, IL-8

. TLR2 TLR4

ey
r{H P{E r {8 P{E
Scr 0.352 0.019 0.362 0.021
24h UMA 0.367 0.028 0.330 0.018
BUN 0.350 0.039 0.343 0.022
hs-CRP 0.341 0.021 0.341 0.014
TNF-« 0.338 0.017 0.351 0.011
IL-6 0.357 0.022 0.360 0.017
IL-8 0.361 0.011 0.339 0.015

R2 BINBEIEIRILE (v+s)

Table 2 Comparison of renal function indexes (x+s)

Wi H HE T2DM 41 (n=30) 3 DKD 4 (n=50) ik DKD ZH(n=40) X}MR4l(n=30) F{H P1H

17 TLR2 56.79+12.62"™ 60.55+14.03™ 67.82+18.65" 53.32+¢10.11  4.788  0.010
1fiL ¥ TLR4 54.05+12.87" 59.05+15.50" 65.99+17.17" 50.88£10.37 5253  0.007
Scr(umol/L) 99.56+16.77" 115.69+20.96™ 158.26+31.10° 89.13+12.04  58.948 0.000
24h UMA (mg/24 h) 31.26£10.03™ 02.20+13.46™ 128.46+30.40° 14.56+3.20  335.041 0.000
BUN(mml/L) 5.34%1.27" 8.65+3.10" 12.75+5.24" 3.20+1.14 35.582  0.000
1 5 R DKD 41 H#, 'P<0.05; 5% B4 13, 'P<0.05, 55 DKD 41 [1#¢,°P<0.05,
F3 MBERERFKFELRE (v+s)
Table 3 Comparison of serum inflammatory factors (x+s)
21 n hs-CRP(mg/L) TNF-a(ng/L) IL-6(ng/L) IL-8(ng/L)
H4l T2DM 41 30 4.38+1.19"™ 12.81+4.05"™ 42.36+7.24™ 42.36%7.24"
I DKD 41 50 10.35+3.77" 15.74+5.51" 44.51+9.76™ 60.11+8.53"
IIfi K DKD 20 40 20.05%6.74 20.38+7.12" 124.55+12.63" 108.54+10.71°
POPiES:| 30 1.14+0.10 6.33+2.04 18.85+4.13 21.33+6.14
F1H 104.196 15.428 1.546 531.381
P1E 0.000 0.000 0.217 0.000
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P AR TERE S |, BRI O R AE RS A
PL10% M BEYE 1, T B0A i B NS5 1) ™ E g
o B I PR PRI TR YT 7 28 AN BTt PR
I PR I R R A R AL, AR AR T 1 e 1 I
RAIEZETHE , LLDN O L B RETAK B
I3 5 151 Sy B e DI RE ZE AL S S E R A Ak
N3 S5 A M Toll #E 3Z 1K (toll like receptors,
TLRs)J& RIRIEZAR , 5 5 2R e N2 TR0
BVEAE T A(E S 15 T AR T A
YEF . Hi TLR4 2 toll #E 28 11 32 R S i 2 A
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JHL B R B 537 -1 (SICAM-1) 7K AR b Je B R B Lo ik B 201548 1 A 2 2018 4F 12 J 74 4 /i
VIR A B3 R F o0t G (s , 5 BE 88 R 40 614k 28 2 OFFREALA) (40 il fa BRAARKG 3 (R HRA)
L35 3 2 A BET I sP-selectin . sSICAM-1, WL IF i (88 TR T RS 1.3.6.9.12 J1 Il sP-selectin
SICAM-1 KP4k il sk B E ARG 124 A IWE &R IF R & 5 R 52 K& AN [A] I [A] 45 sP-selectin
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FMANAE . 2558 ABZI, I sP-selectin . SICAM-1 /K ATt A BT A AL 40 X IR 4H 22 R Giit % = XL
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Changes of serum sP-selectin and sSICAM-1 levels before and after liver cancer

resection and their clinical significance
XIAO Qigui, WANG Zheng*, YANG Qinling, ZHANG Yulin, ZHANG Pingli, YANG Jun, LANG Lan

(Department of Hepatobiliary Surgery, The First Affiliated Hospital of Xi’an Jiaotong University, Xi’an,
Shaanxi, China, 710061 )

[ABSTRACT] Objective To observe the changes and clinical significance of serum soluble P-selectin
(sP-selectin) and soluble intercellular adhesion molecule-1 (SICAM-1) levels in patients with primary liver
cancer before and after liver resection. Methods  From January 2015 to December 2018, 74 patients with liver
cancer resection were selected as the research subjects (liver cancer group) , and another 40 patients with liver
cirrhosis (cirrhosis group) and 40 healthy examiners (control group) were selected during the same period. The
levels of serum sP-selectin and sSICAM-1 at admission were compared among the three groups. Changes in

serum sP-selectin and SICAM-1 levels before surgery and at 1 month, 3 months, 6 months, 9 months and 12

AR B B A ROT A A Z A HE K LR B (2016SF-235)
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months after surgery were observed among patients with liver cancer. The recurrence rate within 12 months after
surgery was recorded, and the levels of sP -selectin and sSICAM -1 at different time points were compared
between recurrence group and non-recurrence group. The receiver operator characteristic curve (ROC curve)
was plotted to analyze the predictive value of serum sP-selectin and SICAM-1 levels on postoperative recurrence
of patients. Results At admission, the levels of serum sP-selectin and SICAM-1 in the liver cancer group were
significantly higher than those in the cirrhosis group and the control group (P<0.05), and the above indexes in
the cirrhosis group were significantly higher than those in the control group (P<0.05). The levels of serum sP-
selectin and sICAM -1 at 1 month, 3 months, 6 months, 9 months and 12 months after surgery were
significantly lower than those before surgery (P<0.05) , and the serum sP-selectin and SICAM-1 levels at 1
month, 3 months and 6 months after surgery showed a downward trend as a whole, and showed an upward
trend at 9 months and 12 months after surgery (P<0.05). 12 months of follow-up was performed after surgery,
and there were 19 cases of recurrence, with the recurrence rate of 25.68%. The levels of serum sP-selectin and
SICAM-1 in the recurrence group showed a downward trend at 1 month and 3 months after surgery, and showed
a upward trend at 6 months, 9 months and 12 months after surgery, and were significantly higher than those at 3
months after surgery (P<0.05). The levels of serum sP-selectin and SICAM-1 in the non-recurrence group
showed a downward trend at 1 month, 3 months and 6 months after surgery, and showed an upward trend at 9
months and 12 months after surgery, and there were no significant differences compared with those at 6 months
after surgery (P>0.05), but the levels of serum sP-selectin and SICAM-1 at each time point in the two groups
were significantly lower than those in the same group before surgery (P<0.05), and the levels of serum sP-
selectin and SICAM-1 at 1 month, 3 months, 6 months, 9 months and 12 months after surgery in the recurrence
group were significantly higher than those in the non-recurrence group at the same time point (P<0.05). The
plotted ROC curves showed the values of area under the ROC curves of sP-selectin, SICAM-1 and combined
prediction of postoperative recurrence were 0.789, 0.860 and 0.913 respectively (P<0.05). Conclusion
Serum levels of sP-selectin and sSICAM-1 in patients with liver cancer increased significantly, and their levels
could be significantly reduced after hepatectomy. Serum levels of sP - selectin and sICAM - 1 have certain
predictive value for early postoperative recurrence.

[KEY WORDS] Primary liver cancer; Liver cancer resection; Soluble P-selectin; Soluble intercellular

adhesion molecule-1
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40 150 TR Ak 58 25 CFFRE A2 ) 40 {4 A A 2 ()
MEAH) , 3 dPERIA R AP L, Z R LG i F R
X (P>0.05) HAA M, Wk 1,

F1 3E—BERILE (x£s)

Table 1 Comparison of general data among the 3 groups

(x+s)
a n el 4% Child-Pugh - PR3]
Bre) (%) HH%ABIC)(Ta/Tb/Ta/llb)

4L 74 44/30 48.86£7.91  41/21/12 9/23/27/15
FFRgfkIm 40 24/16  50.18+8.24  27/10/3 -
YR 40 23/17 47.79+10.81 - -
AIFAE 0.060  0.736 2.245 -

PIE 0.971 0.118 0.325 -

1.2 Ky ik

K FH XA 4K I 0> ABC-ELISA i 6 1 1l 75
sP-selectin AR &t A I E AR A BRA
Al ) (SICAM-1 7K-F G5 &ty A 196 Bt 405 AR 0 Rk
FA RN, Y420 S Ul I B e, Horp
FHRH T ARG 1.3.6.9.12 A% 11K,
1.3 WERIR

D% 3 4 A B L% sP-selectin , SICAM-1
Ko QBN RHARTT ARJF 1.3.6.9.12 A 1l
I sP-selectin . sSICAM-1 7K°F-. @EH T ARG 12
ANH & A 7 ER CT 50 MRI PP A TC & & %
ISR EE 12 A NE RGN, JF LR kS
KERAFARA AF1.3.6.9.12 J [l sP-se-
lectin . SICAM-1 7K°F- o @L 1-%§ 55 B2 o B 4L A
DL RGO YA B, 2 i 32 1 TARRRE #h
(Receiver operator characteristic curve, ROC [if] £ )
Sy ML sP-selectin , SICAM-1 /K35 S8 R G &
R ) IO AN A, TH 5 M 2T A (Area under
curve, AUC),
1.4 geita b

K 1 SPSS 17.0 B A AT B 0 #r , S IE S 73
i EERH (x+s) R, Z4LH LR H AR
FRO7 25510, A1) L AR H SNK-q #a 3 , 2H N AN [F]
s [) a53 b A2 SR FH 52 0000 6 7 25 93 B, PR EL A T
LSD-t K 56 ; THHCFE R n (%) F#om AT Y K5 4
il ROC i 26 53§71 sP-selectin .sSICAM-1 X 8 & & %
TN E , P<0.05 Ry 22 A Geit 2@ Lo

2 H#HR

2.1 3411y sP-selectin . sSICAM-1 7K F 4%
APBERT, 3 20 1M 75 sP-selectin . sSICAM-1 7K F [t

R ah R TR > IR AL > X R | 25 5% B 4eit
228 Y (P<0.05), W32,

Fz2 34HMFE sP-selectin SICAM-1 7K F LB (x+5)
Table 2 Comparison of levels of serum sP-selectin and

SICAM-1 among 3 groups (x+s)

205 n sP-selectin (wg/L) sICAM-1(pug/L)

e 74 24.82+6.21* 823.62+155.13"
{40 11.15£3.69° 441.47+94.96'
XTHEA] 40 5.87+2.24 315.87+79.24
F{H 291.080 457.481
P1{H 0.000 0.000
X B R, P<0.05 , 5 TR AL 2H L, *P<0.05,
2.2 i B E FARAIE LG sP-selectin . sSICAM-1
K

BE ARG 1.3.6 H LG sP-selectin , sSICAM-1
KAEI R RS, HAKE R F AT (P<
0.05),KRJ59.12 H , & [L1E sP-selectin . sSICAM-1
KA LTS B8 KT AR (P<0.05) , H
KG9 A5 6 AIMiE sP-selectin . SICAM-1 7K F kb
BEF G FE L (P>0.05) ARG 12 A ifi i
sP - selectin, SICAM -1 /K i #F & T 9 A (P<
0.05), W3,

x3 FEEFFABEMFE sP-selectinsICAM-1 7K F
PbEg (x+s)
Table 3 Comparison of levels of serum sP-selectin and
SICAM-1 before and after surgery among patients with liver

cancer (x+s)

Fsf ] 251 n  sP-selectin(pg/L) SICAM-1(pg/L)
yNill) 74 24.82+6.21 823.62+155.13
AFE1H 74 14.54%3.21° 408.15+82.69"
AJE3H 74 10.62+2.13" 323.47+84.96"
ARG 6 H 74 8.78+2.56"™ 312.25+73.41"
ARG 9H 74 9.32+3.18"™ 338.69+86.52"
ARiE12H 74 10.64+3.57"™  437.43+104.82*
F1i 233.922 341.614
P1H 0.000 0.000

s SRR, P<0.05, 5AR)5 1 H &, "P<0.05, 5R)53 ALt
5,°P<0.05, 5ARJE 6 H H#,°P<0.05, 5ARJE 9 H H#,P<0.05,

23 ARF12MHANEELLEN

RIG AT 124 H BV, S6 B 10 6 &2 &
i il , B K% 25.68% , Hob 1 Bl B AETEAR S 1~3
AW, 5B EEFERE 4~6 S H N, 7 6 &4
EARE 7T~9 1AW, 6 ] & 47K 5 10~12 4
HW.
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2.4 B RMHS5KRE KHAFR N 6] S M sP-selec-
tin . sSICAM-1 7K b5

BRAARIE 1.3 AL sP-selectin, SICAM-1
BEREBESH ARG 6.9.12 A EIH#aH, B E
FRTARIE 3 HKF(P<0.05) . RELEHARIE 1.
3.6 H I3 sP-selectin . sSICAM-1 ¥ 5 T Ekad, R

JG9.12 HE FIHE#R, H5 KRG 6 A i EFA
B (P>0.05) . M4 4% IF 8] 25000 3 sP-selectin .
SICAM-1 7K F- 34 i 2548 T R T (P<0.05) 5 &
KRAARR ARJF1.3.6.9.12 H IfiL7E sP-selectin
SICAM-1 7K~V 34 {2 1 T R 52 Jc 4HL ) B[] A (P<
0.05), W3K4,

x4 ERASREXEARERE S ME sP-selectin, sSICAM-1 7K F LL &

Table 4 Comparison of levels of serum sP-selectin and SICAM-1 levels at different time points between recurrence group and

non-recurrence group

Tt H I ] KR (n=19) KB EH(n=55) 1l P
sP-selectin (wg/L ) AT 29.28+5.12 21.75+5.48 5.248 0.000
RJiE1H 17.31+4.03° 13.55+3.56" 3.836 0.000

AJE3 H 12.88+3.46" 9.54%2.51® 4.518 0.000

A6 A 14.31+3.34™ 6.96+2.03" 11.546 0.000

Y NECDE! 16.16+3.38* 7.34+2.08™ 13.267 0.000

AJF 12 A 19.212+4.14 7.57£2.51™ 14.447 0.000

SICAM-1(pg/L) PN 929.43+142.62 787.01x134.82 3.500 0.001
RIF1H 521.18+81.32° 369.78+76.54° 7.316 0.000

RJF3H 370.91+62.84" 307.19+63.01" 3.803 0.000

KiF6H 401.42+70.08" 286.46+65.92" 6.744 0.000

AJF9H 468.65£72.76 203.72+69.81° 9.317 0.000

RIF12 A 651.45+88.14" 314.04+90.21* 7.433 0.000

W SARATHAE, P<0.05, 5RJF 1 A A, P<0.05, 55 3 A L, P<0.05, 5K )5 6 A K ,P<0.05, 5R)5 9 A H#L,°P<0.05,

2.5 IfiLi# sP-selectin . sSICAM-1 7K FUi AT 2 2
52 % 1 ROC £k

DI ABE B I sP-selectin . SICAM-1 Jz — Ik
A TR R ARG AR, AR SR R IR AR
w22 ROC 14k, 45 S /R sP-selectin , SICAM-1
SO T 2 A . AR S B 1,

#£5 IMiF sP-selectin SICAM-1 K EFNFEEEE XS
B ROC Bk THE

Table 5 The areas under ROC curves of serum sP-selectin

and sICAM-1 in predicting the recurrence in patients with

liver cancer

EiExan AUC  fRifEiR 95%ClI PH
sP-selectin ~ 0.789 0.058 0.676~0.902  0.000
SICAM-1 0.860 0.056 0.757~0.964  0.000
)i 0.913 0.043 0.828~0.998  0.000

3 it

P-selectin 24 32238 TG Ak /M S 9 B 241
JH B R B B 1, IE R I T LA i/ Al 5l Y
B 20 i 3% 1 2R R AR /D sl Je R IR, 2 1/ A 51 Y
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1o itk 5
SPselectin
sSICAM1
08 T
™ 0.6
# 04
0.2
0.0
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1-45 5
B 1 MMF sP-selectin,sSICAM-1 K EFMFREEEE LN
ROC 2k

Figure 1 ROC curves of serum sP-selectin and sSICAM-1 in

predicting recurrence in patients with liver cancer
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Y ICAM-1 22 B = 258, A 808 B L 80%~
96.2% J5 2 M FF i BB 5 440 ICAM-1 3k B i
Thi, L sSICAM-1 &Ik /K V- 542 ICAM-1 &
kR
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Expression of transferrin receptor 1 and regulatory B cells in endometrial

carcinoma and analysis of their clinical value

JIANG Ying'*, DAI Junxia *

(1. Department of Gynecology, the Fourth People’s Hospital of Yibin, Yibin, Sichuan, China, 644000;
2. Department of Gynecology, Shahe Central Hospital, Gaoxian County, Yibin, Sichuan, China, 644000)

[ABSTRACT] Objective To analyze the clinical value of regulatory B cells and transferrin receptor 1
in endometrial carcinoma. Methods The clinical data of 86 cases with endometrial cancer admitted to our
hospital from January 2014 to January 2015 were retrospectively analyzed. The age, clinical stage, pathological
type, degree of tissue differentiation, prognostic score, Bregs cell and TfR1 expression and prognosis of all
patients were recorded, and the relationship between endometrial cancer and Bregs cells and TfR1 expression
was analyzed. Results The expression level of TfR1 and Bregs cell number in endometrial cancer tissues
were significantly higher than those in adjacent tissues, and the difference was statistically significant (P<
0.05). The number of Bregs cells and the level of TfR1 in stage Il -1V and poorly differentiated patients were
significantly higher than those in stage I -l and well-differentiated patients, and the difference was statistically
significant (P<0.05). The 5-year overall survival rate of 86 patients with endometrial cancer was 53.48% (46/

86). The unconditional single factor Logistic regression model analysis showed that there were differences in the
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5-year survival rate of patients with endometrial cancer in different clinical stages, tissue differentiation levels,

prognostic scores, Bregs cells and TfR1 expression (P<0.05). The analysis of the unconditional multivariate

logistic regression model shows that the independent risk factors affecting the prognosis of endometrial cancer

patients are clinical stage Il ~IV , poorly differentiated tissue, prognostic score =7, elevated Bregs cells and

high TfR1 expression (P<0.05). Conclusion Patients with clinical stage I ~IV , poorly differentiated tissue,

prognostic score =7, elevated Bregs cells and high TfR1 expression are independent risk factors that affect the

condition and prognosis of endometrial cancer patients. Bregs cells and TfR1 can be used as markers for judging

the condition and prognosis of patients with endometrial cancer, and have certain clinical significance.

[KEY WORDS] Endometrial cancer; Transferrin receptor 1; Regulatory B cells
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Figure 1

Immunostaining of different expression levels of TfR1 protein (HE, X200)
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Table 1 Comparison of expression levels of Bregs cells and

TfR1 in endometrial carcinoma and normal tissues adjacent to

carcinoma between the 2 groups (x+s)
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Table 2 Comparison of expression levels of bregs cells and TfR1 in endometrial carcinoma patients with different

clinicopathological characteristics (x+s)
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Table 3  Single factor analysis of prognosis in patients with

endometrial cancer
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Application of color Doppler ultrasound combined with serum CA15-3,

CYFRAZ21-1 and miR-20b-5p in the diagnosis of early breast cancer

WU Qiang ', TAN Shuchuan', XIANG Lunxiang ', WANG Mengyuan®, YOU Xi '*

(1. Department of Ultrasound, Chongging Three Gorges Central Hospital, Chongqing, China, 404000
2. Department of Breast surgery, Chongqing Three Gorges Central Hospital, Chongging, China, 404000)

[ABSTRACT] Objective To evaluate the diagnostic value of color Doppler ultrasound combined with
serum carbohydrate antigen 15-3 (CA15-3), C-keratin 19 fragment anti-21-1 (CYFRA21-1) and miR-20b-5p
in early breast cancer. Methods From January 2017 to December 2019, 82 patients with early breast cancer
were selected as the observation group, and another 50 patients with benign breast lesions were selected by age
stratification as the control group. The color Doppler ultrasound imaging characteristics and the expression levels
of serum CA15-3, CYFRA21-1 and miR-20b-5p were compared between the observation group and the control
group, and the pathological results were used as the gold standard to evaluate the diagnostic efficacy of various
examination methods and combined examinations in the diagnosis of early breast cancer. Results In the
observation group of color Doppler ultrasound, the proportions of irregular mass shape, unclear edge, spicule
sign, blood flow grade Il and grade Il , posterior echo attenuation, microcalcification and aspect ratio = 1 were
significantly higher than those in the control group, the difference was statistically significant (P<0.05). The
expression levels of serum CA15-3, CYFRA21-1 and miR-20b-5p in the observation group were significantly
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higher than those in the control group (P<0.05). Taking pathological diagnosis results as the gold standard, the

sensitivity, specificity, accuracy, and Kappa values of color Doppler ultrasound, serum CA15-3+CYFRA21-
1, miR-20b-5p, and the three combined diagnosis of early breast cancer are (0.720, 0.820, 0.758, 0.512),
(0.878, 0.860, 0.871, 0.730), (0.829, 0.920, 0.879, 0.750) , (0.988, 0.800, 0.917, 0.816). Conclusion
Color Doppler ultrasound combined with serum CA15-3, CYFRA21-1, miR-20b-5p detection can improve the

sensitivity and accuracy of early breast cancer diagnosis compared with single examination, and has clinical

application value.
[KEY WPRDS]
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1.2 i
121 BEZE ARG A

A0, 2235 ) M 12 W {)ORL S ORI EPIQ 7,
eL18-4 53k #i % 4-18MHz, i F AN M, SUE
AR LR XU FL B3 780 B iR, LAFLSk e ak
FH AT OB AT RIRITAD] B A
EEEC R el DU 25 S TRE g L7/ F VA N G = NNV N | 7
AR MGG S RS 5L R A
1.2.2 I3 MR br s A D

RAEHBE S EANEF KN 5 mL, 2R ERHE 15
min, %[> (3 000 r/min, 10 min) B | 3% & T -80C
PRAFRRI 2R FH HL Ak 2 2 o e A 0 1 v CAL5-3 .
CYFRA21-1 7K A0 M il &34 A il 2
Rl
1.2.3 I3 miR-20b-5p #&: il

EDTA i 48 R 4R 8 5 25 5 A1 J & Ik 1fi 5 mL,
AC F 5Lk 4 000 r/min %% 33 B 0> 10 min, 5 P4
12 000 r/min &5.0> 15 min, 73 &5 IfiL 7 T -80 CIR 17 %
JH s #345 mir Vana PARIS Kit 271 €5 13 B 52 B 7
& RNA , >k H Bulge-Loop™ miRNA qRT-PCR Prim-
er Set {7 miRNA $" 3% , miR-20b-5p 514 1 ] M 8t
Yy, DL U6 N2 B K IE PCR A5 DLEL, #H
Xif F kR 20 A kTR
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1.3 ZWitrifE

F A0 22 12 W L R BH PR 525 SR
R e e Sy TG KD e A Btk otk R R i A
Ko, A, 10 2 B IR oA S5 [l A
BI5) 534, PR DL IR AR 5, R T8 i 25 6L, Y
T AR B R S5 55 Il R =1 i R bR
W BHPE 0 A o : CA15-3>25 KU/L .CYFRA21-1
>3.3 wg/L'"', miR-20b-5p £ W e il Z ik # TAE
FEAF Hh 2k (ROC {H £k ) , DL 24 5 8 B30 K Asf o) 1o
Sl FHEL, TG SHEA Sk BH 4 25
1.4 Gttt

K SPSS 19.0 # A #E 47454 43t , H 0% K
H n(%) 3R AT Y K5, 747 A IE & A v H i 52k
FH (G £5) 3538, R A ST FEA ¢ K25, miR-20b-5p 12
VTP 300 7L M9 N (LA 2 L ROC i 4k e A 4B {1
R P<0.05 h 2= S A Gt E L

2 H#HR

21 AR (28 S SRR R LA

WEE A P I ARA LI i AN B RIE
M9 43 9% A 2% 5 7 Il s ek AT T/ NS 4k
LGRS =1 e TR IR, 2 R Gt R
X (P<0.05), W1,

*1 MAXEBZLTHBEIEBHELER (%))
Table 1 Comparison of color Doppler ultrasound image

characteristics between the 2 groups [(n(%) ]

SAGHRIE R (n=82) X4 (n=50) i P1{H

JEAR
WL 11(13.41) 26(52.00) 22.923 0.000
ASFLI 71(86.59) 24.(48.00)

gk
i 27(32.93) 31(62.00) 10.658 0.001
AT 55(67.07) 19(38.00)

BHIE
f 57(69.51) 16(26.67) 25.462 0.000
gt 25(30.49) 44.(73.33)

I3 7%
04 T 2% 20(24.39) 29(58.00) 15.032 0.000
DmMgy  62(75.61) 21(42.00)

Je 7 Il
3 58(70.73) 22(44.00) 9.296 0.002
AAF e 24(29.27) 28(56.00)

/N AR L
H 51(62.20) 14(28.00) 14.531 0.000
o 31(37.80) 36(72.00)

N iy=d
=1 64(78.05) 15(30.00) 29.841 0.000
<1 18(21.95) 35(70.00)

2.2 M4l iE CA15-3 ,CYFRA21-1,miR-20b-5p
IR L%

WELH 1ML 7% CA15-3 . CYFRA21-1,miR-20b-5p
FIRAKFm TR, 22 5 A8 G it 3 L (p<
0.05), W2,

®2 WAME CA15-3,CYFRA21-1.miR-20b-5p Fi&k
KE (x+s)
Table 2 Expression levels of serum CA15-3, CYFRA21-1
and miR-20b-5p in the 2 groups (x+s)

CA15-3 CYFRA21-1 )

HHl  n (KUIL) (neg/l) miR-20b-5p
WL 82 33.41+6.38 5.12+2.08 4.31£1.16
XFHEH 50 11.05+2.43 1.55+0.49 2.28+0.76

t{H 23.726 11.920 11.009

P1E 0.000 0.000 0.000

2.3 miR-20b-5p 12 Wi 3 7L B9 1 ROC £k J
e FERT (A

miR-20b-5p 12 W1 -1 L it Je 1) ROC fHh 6T Tl
TR 0.919(95%CI : 0.868~0.971) , 21 48 B KAl
9 0.761, RAEGE 55250510 0.841.0.920,
XTI miR-20b-5p AHXT R IA(E N 3.12, WK 1,

1.0

0.8

0 02 04 06 08 10
1A

B 1 miR-20b-5p 2 i 2 HAZL AR HY ROC H 2%
Figure 1 ROC curve of mir-20b-5p in the diagnosis of early

breast cancer

2.4 PRI KIS AR 2 i L0 LR 12
RLRE AT

DL 45 o G br vt | AR 5 25 A8 I 5 vk Y FBH
PEPEAN BRE , B | I AR AR Y . miR-20b-5p & =
HIA SHEE RN —8 . W3 FK4,

3 it

T2 W 2 A3 L R o T f O, RO A 4k e
Fe B FLR I R RDR B2 M, v 5 AR AT
FH 25%8THA 99% ., A X 4 H A rl b
10 5 B LR AR AR AR AFZ o 0% AR
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®3 BRNEESENSEHFHIRENISHER (2(%)]

Table 3 Analysis of diagnostic results of single detection and combined detection for early breast cancer [1n(%) ]

F by A iR-20b-: —HBA
T . H MEFREY) miR-20b-5p A
FH = BH M BH = 974 FH -4 BHPE [{ERES BHPE
o4 82  59(71.95) 23(28.05) 72(87.80) 10(12.20) 70(85.37) 12(14.63) 81(98.78)  1(1.22)
914 50  9(18.00) 41(82.00) 7(14.00)  43(86.00)  4(8.00)  46(92.00) 10(2.00)  40(80.00)

x4 BRSNS R H 2L ARE A2 BT 2L BE
Table 4 Diagnostic efficacy of single detection and

combined detection in the diagnosis of early breast cancer

Wil REUE(%) R (%) WEHE (%) Kappa

il 0.720 0.820 0.758 0.512
MyEt&EY 0878 0.860 0.871 0.730
miR-20b-5p  0.854 0.920 0.879  0.750

—HIBA 0.988 0.800 0.917 0.816

SO XE LUK H 550/ FL I b B, HLAS B A7 A
— 5 LB AR, R 40 22 3 8 P ) ] R X —
BRI {ELE 75 A 22RO T B AR RO T, A
TE—E WL RIZ, Wt — 25 42 v 7200 2L
CWIRCRA R IR R G E L AR G2

T P25 G 5 UM S R R 5 AR V) Y B

FraE ¥ CA15-3 . CYFRA21-1 & miRNA ( miR-20b-
Sp) Mk A2 W RO FLIRE , R AT — L R i

CA15-3 & —FhEE B 1, & H AT & i 2L
g Fe E BERE S MEAR GE  EHRE  30%0~50% FL AR
i BB MLV CA15-3 Rk B EF" . CY-
FRA21-1 J& 4 f /A &5 1 19 F B, J5 & 2 A4 B 40
B AR — A ] 22 R Y, Y A R AR | IR AR R
B, I3 T CYFRA21-1 /K F ] B & 75 , {2 CY-
FRA21-1 MRS E R MR Ar s, Hak Bt
FERIE R S A T UL PR S A Ry S R AR
Y Gs W ABFRAE RS A R
Bl 5 miRNA W] 78 13 A e e 1 o7 (8 R Y, I v
miRNA Kl FH T Mg 2 W 4325 TS HIWT S5
8k # £ 12, miR-20b-5p /& i1 miR-106a-363
cluster B )71 7.7 2 /) miRNA, J5 & 1/ T AKX
Qe Ak |, 0t — 2w AR SF miRNA FE , R AR 5
S SV e e O i . Burkiee s Pk PR L Lo 45
PERR b 2 R RORES SO R R EE 0
Jiggg FE PR, miR-20b-5p A2 18 4 2 FE £ =5 11 miR-
NAs 22—, BEfAE A W78 & BE , miR-20b-5p A fiE 7E 7L
sEs A MAR 28 GEREAE Y . ARWRSR R, AR
miR-20b-5p Ifil 1 7 5 7K - 2 15 T XA, 5 )8

e IE IR, £ ROC £ 2 /% miR-20b-5p
XS FL IR A BB . A BRSO = BT HE
B, KRB RS AR R 12
Wt BRE 2 I R ERR R TR, SRR R
BT AF SR 8 2235 B G IILTE CAL5-3
CYFRA21-1 ., miR-20b-5p 5l 7] 4 =5 . 40 7, 1 g
LWEE .

25 BRR R 6 25 i AR S LT CAL5-3
CYFRA21-1 , miR-20b-5p 6 Il L1 S| 5 , 7T 42 25
LT RO S R, BB R AN (S
RS AR

CE e
(1] 5, 8181, X144, 4 KRR is RNA 7EFLRIE Y
W kR (1], 72l 5T ek, 2018,10(1) : 61-66.
TR AN , B8 . i Angptl2 | TK1 76 7L IR o v i 2 ik
KI5 R 22 R 7 A R (B [T ). TP IR RER
2R, 2018,35(11) : 1539-1542.

Di Meglio A, Lin NU, Freedman RA, et al. Patterns of Utili-

[2]

zation of Imaging Studies and Serum Tumor Markers Among
Patients With De Novo Metastatic Breast Cancer [J]. J Natl
Compr Canc Netw, 2017,15(3):316-324.

Papageorgiou S G, Kontos C K, Tsiakanikas P, et al. Elevat-
ed miR-20b-5p expression in peripheral blood mononuclear
cells: A novel, independent molecular biomarker of favor-
able prognosis in chronic lymphocytic leukemia [J]. Leuk
Res,2018,70:1-7.

K ek 0,22 5 R 2 W FL e () ). %2
#EE2Y, 2018,22(8) : 1475-1476.

AW, K. UE SOREE G I CA15-3. CYFRA21-1,
PSA JKF-A6: I 75 SR s S8 E 2 Wb B LT ] rp
PEIfiZ A, 2019,21(7) : 1062-1065.

IS, il F A EAFL ISR R R TS
WARFIZWOKF ] hEBEZEAHOR, 2019,35(4):6-8.
i, SR 2% - ik Kb, E4%, %% . MicroRNA-9 Fll microR-
NA-210 #5557 (4 2 8 )8 P 12 W 2L g i ¢ (L0 .
hE AR A 44, 2018,28(34) : 38-42.

TSRS,
Imamura M, Morimoto T, Nomura T, et al. Independent

EE A
=

(5]

(6]
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[9]
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s S ARG LS VEGF . MMP-2 . MMP-9 7K °F-
R Be HIln PR 2 5

ETE HE OMEX XF

(# ZE] B8 %8 EEETFRNE W 04 0 & A K T (VEGF) 3 i 4 8 & (-2
(MMP-2) 3 i 4 J& B -9 (MMP-9) K P AR (b R LI R S . A7k SR 84 191 B J FR 3 W RME N
Jee 2, 3 BRI 56 01 e 75 JE 3 VR S X B, X Lb B e 20 R A AN X B2 1 1L 7 VEGF . MMP-2 . MMP-9
TS, s 5 L B S LH AR MRS 7 d B9 VEGE .MMP-2 . MMP-9 7K 754k AR itk 00 45 54 3% 1 i 4%
g 4Ly ok R AR TS L B 4 38 B, B gk T S AR FE AL AL A6 ), X E AL B 2 R 5 AL AL il v
VEGF .MMP-2 . MMP-9 /K-, S BT 54 F8 5 e = 5 I G 8 AR 12 Wi B i 83 Uk DU 25 56 78 1 R 0% T ke R
P, R HE4ARN IS VEGF. MMP-2 . MMP-9 /K - i 2 & T XHR 4], 2% 5 BA G253 L (p<
0.05) ; B4 AT 7 d WY IML7 VEGE . MMP-2 . MMP-9 /K i B T AR F , 22 7% B G2 5 L (P<
0.05) ; B 45 FE L 4100 107 VEGF .MMP-2 \MMP-9 /K- 1 3% w5 TAEM M 45 R 40, 25 S B A 8831
227 X (P<0.05) ; % 1fil. 7§ VEGF . MMP-2 . MMP-9 A1 X & 3k 7K 3 K = 35 156 & K6 0 f# £ ROC il £k 43 #r
AUC 537514 0.896 ,0.744..0.847 % 0.994 15}, 95%CI 43 %124 0.810~0.952 .0.637~0.833 ,0.752~0.816 % 0.945~
1.000, Ifi FH{E 43 7 B 180.90 . 5.63 ,415.91 % 0.36 [, 12 Wi B 4 F 35 I U 25 54 45 19 S A80% 53 R 78.95%
63.16% . 73.68% M. 97.37% , '} 53 43 51 9 95.65% . 91.30% ,93.48% N 97.83% , f5t K 29545 50K 0.76 ,0.54
0.67 %095, it ARATILE VEGE . MMP-2 MMP-9 7KF ] 1 Jg 12 Wt B J 5 25k CL 45 56 7% 59 o b i
By, ForbeBs = i g D AR T B R R L R R S R (A v, W PRSI S G I3 1l 375 I
TR AR TR T I, S AR S VR T R SR AR

[XgR] B, WEEHE,; mE Nk A KEF (VEGF) ; 3548 & A 6F-2(MMP-2) ; L5 4
J& 3 (M -9 (MMP-9)

Changes and clinical significance of serum VEGF, MMP-2 and MMP-9 levels

in patients with gastric cancer before and after surgery
DONG Lei*, XIA Meng, SHANG Kangxing, WU Qing
(General Hospital of Wanbei Coal Power Group, Suzhou, Anhui, China, 234000)

[ABSTRACT] Objective To explore the changes and clinical significance of serum vascular
endothelial growth factor (VEGF) , matrix metalloproteinase -2 (MMP-2) and matrix metalloproteinase - 9
(MMP-9) levels in patients with gastric cancer before and after surgery. Methods A retrospective cohort
study method was used in this study, and the data of 84 patients with gastric cancer (gastric cancer group) were
retrospectively analyzed, and another 56 healthy volunteers (control group) were selected during the same
period. The changes of serum VEGF, MMP-2 and MMP-9 levels were compared in gastric cancer group before
surgery and at 7 d after surgery and in control group before surgery. There were 38 cases in gastric cancer lymph

node metastasis group and 46 cases in lymph node non-metastasis group in gastric cancer group. The levels of
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SRR EE, E-mail : huakongjiao6@163.com

%
2t



- 1222 - T EWiER T4 20204E9 4 45124 4591 J Mol Diagn Ther, September 2020, Vol. 12 No. 9

serum VEGF, MMP-2 and MMP-9 were compared between metastasis group and non-metastasis group. The
sensitivity and specificity of single indicator and combination of the three in the diagnosis of lymph node
metastasis in patients with gastric cancer were analyzed. Results The levels of serum VEGF, MMP-2 and
MMP-9 in gastric cancer group before surgery were significantly higher than those in control group (P<0.05).
The levels of serum VEGF, MMP-2 and MMP-9 in gastric cancer group at 7d after surgery were significantly
lower than those before surgery (P<0.05). The levels of serum VEGF, MMP-2 and MMP-9 in gastric cancer
lymph node metastasis group were significantly higher than those in lymph node non - metastasis group (P<
0.05). ROC curve analysis of relative expression level of serum VEGF or MMP-2 or MMP-9 and combination
of the three showed when AUC values were 0.896, 0.744, 0.847 and 0.994, the 95% CI values were 0.810 to
0.952, 0.637 to 0.833, 0.752 to 0.816 and 0.945 to 1.000. When the critical values were 180.90, 5.63, 415.91
and 0.36, the sensitivities in the diagnosis of lymph node metastases in patients with gastric cancer were
78.95% , 63.16% , 73.68% and 97.37% , and the specificities were 95.65% , 91.30% , 93.48% and 97.83%
respectively, and the maximum Youden indexes were 0.76, 0.54, 0.67 and 0.95. Conclusion Preoperative
serum VEGF, MMP - 2 and MMP - 9 levels can be used as tumor markers for the diagnosis of lymph node
metastasis in gastric cancer patients, and combined detection of three serum factors has the highest diagnostic

value on lymph node metastasis in gastric cancer patients. Clinical dynamic detection of the serum factors levels

can be beneficial for prognosis judgement, and provide the basis for the postoperative treatment strategies.

[KEY WORDS]

Gastric cancer; Lymph node metastasis; Vascular endothelial growth factor (VEGF) ;

Matrix metalloproteinase-2 (MMP-2) ; Matrix metalloproteinase-9 (MMP-9)

B 9 2R T A R v BOE R A R S 4
RGN, AT I R 5 MR 2k R 7S
A, Horh bk U 25 5 B8 02 52 ) SR TS 1Y ST S
R R . BHET, MR AR O B B S
PEIRIT B H R B S ARE AR R 2 R
AT R Ik 54% , F b i AR JE 97 300 G5 PR K AE
TR Mk G5 ] o B a2 B R dT
J 1 PEAR A B ARG R R 2 A N R AR
“F (vascularendothelialgrowthfactor, VEGF ) f
— o i 55 A R, T 3 I 55 A WA AL I AR S AR
FHAR T 1045 9 K2 40, DA S A i 8 AR k. BE
FEWTFEIN N, VEGF K ¥ a8 5 1 s 4 A AR
B 5 MR AR B VI SR, B 4 R AR
1 i ( matrixmetalloproteinases, MMPs) J& T — 21
FIE 56 e 4 B A1 55 S5 i A B4 1) 2 11 /K i il , L rh
& 4 J® & 1 % -2 (matrix metalloproteinase -2,
MMP-2) fl 3 it 4 J& 5 H B -9 ( matrix metallopro-
teinase-9, MMP-9) 2 MMPs Z Ji% 1 fix o~ B EL 1)
WY Jz Tt , AT 36 e 2 7 5 T R ik A T LA SR Ak i 97
YR 2208 ) o H bR IS A Ak bR B W 7E B
T ARG 19728 1k B itk 0 48 57 % 19 12 W A (i 1Y
i 1B AT UL, A SY B FE R =R S R
XT B 98 T AR ST ROTAN B R 5 TS ) W 4 s R
UINIERS

1 AHSHE

1.1 IR

Wk 2015 4F 8 A & 2018 4F 8 H M a] 1£ A B
SRS 10 B e R 84 B I IR Pk B R4, B 53
i 2z 31 B, AE IR TE 40~68 %, F- 44 (57.85+10.56)
%R FETE 21.75~28.85 kg/m?, -1 (24.26+2.08)
kg/m®, AR MR TNM 43 9124 1 91 18 4] . 11 19 51
B A 15 . b itk 2554 4% 38 3] (15 ik 2
SR AL A IR R 46 1] (15 R L 25 dE T
oA ) o Ty R W) AE AR B E A7 A 1 £t e i D
F 56 B k%t R AL, 5 32 ] £ 24 ), SF- 24 i
(58.12+10.56) % , {4 i1 it 7F 21.47~28.69 kg/m’*, *F-
B RY (24.5742.14) kg/m®, £ LGN 20 1] 4R
15 AE IR TR L 22 S RS  E L(P>0.05) .
A GE ARG A B B A0 BRZE A &40V, T R i
P8 T R .

YA BRUE : AR ZEHE R SR CT 36 2 SUR A
KB AR B R R BRI 55 G AR T RS
N UEAE 32 FARIGIT , ARG e BRI SE R &
PR 470 9 Bk ¥ (International Union Against Cancer,
UICC) A 1 55 8 WL ' Ji TNM 431 R G P4k 7 T
B K DUR 5 WA AR AE 6 A H KDL 35 IR
TR R BB Z BT ER o HEBR AR AP AR T
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RIGITEE ZE 8 F ARt 52 A R 5 & IF A
P b 2 5 0 Ml I 0 5 R TR 2 O AT
R AP IR IT SR MR YT R AR AR
P 5 TF DN RN B A 2% B & B A AL
HE L) BE B A5 25 5 R A R GU B 5 AL IR AT LAY
I R B GOREA 58 53
1.2 Jik

VERE B IR AR AR JE 7 d BRI
T A FOG) B A R8T RS IR AN R R K Lk A, 28
3 000 r/min # & L)L r=10 cm 5.0 15 min, 43 55 B I
BRI T -80C KL, vE I H AL A2 &k
A HARA FRA W) A IEE S 92 W 25 (ELISA) G
& M DL I AE 1L 7 VEGF . MMP-2 . MMP-9 7K
. KX 2% 4 € [ THERMO FISHER Multiskan
FC B, 2 H = N s P AR uE s R i A Rk
1.3 WEHE R

X b E 1 R AR XS BB 4 /Y 1LY VEGF .,
MMP-2 MMP-9 7K~F-75 4k 5 % Le B s g AT SR 5
7 d ({1174 VEGF \MMP-2 ,MMP-9 7K A8 1k ; %} Fb
T e bR 2L 5 T B A R S A L G B A )
VEGF MMP-2 MMP-9 /K- % 1fili§ VEGF . MMP-2
MMP-9 7K - Kz = 3 B 5 A W2 W7 15 s A8 0 ok 12
45 55 7% W A 32 1503 T AF R AE (receiver operator
characteristic, ROC) i £k , i+ il 2 T i 2 (area
under curve , AUC ) 73BT  Fefd BIME  Fe KE B TR %K.
REE Fr B SE M 95% B A5 X 1] (95%CI ) ,
1.4 Hategiiik

K H SPSS 20.0 #AF#E47 40 B, 2 BEORER H
(x+s) 3 , PIALIR] AR T BCRT ¢ #0560 X AR A
1174 VEGE .MMP-2 . MMP-9 /K V- & = & 14 K6
1E ROC M1/ #r . Geit ki Rk SIS 55, DL P<
0.05 /R 26 7 BA Gt 3L,

2 #HR
2.1 R ZH R A FGH R 2 1 1 VEGF . MMP-2 .
MMP-9 K%t L

B EAIARATIE VEGF . MMP-2 MMP-9 7K - i,
Ee TR, 22 A G R L(P<0.05), W1,
2.2 HIE A FORHE ML W VEGF . MMP-2
MMP-9 7KF-%F L,

B ARG 7 d 1L VEGF .MMP-2 . MMP-
9 KF W FH R TARHET, 2R BEA G EE L (P<
0.05). WLFE2,

®1 BEAMRAARME VEGF.MMP-2,MMP-9
KEXFLE (x+5)
Table 1 Comparison of serum VEGF, MMP-2 and MMP-9
levels between the gastric cancer group and

the control group before surgery (x+s)

am n VEGF MMP-2 MMP-9
(pg/mL) (ng/mL) (ng/mL)
BG4 84 213.26+93.33 6.89+3.35 483.34+121.23
XHBZH 56 65.39+28.56  2.33x1.03  141.36245.56
Ml 10.195 8.754 17.697
P1E <0.001 <0.001 <0.001

*®2 BREAFAMNFEHIMLE VEGF.MMP-2,MMP-9
KERTEE
Table 2 Comparison of serum VEGF, MMP-2 and MMP-9

levels in gastric cancer group before and after operation

ayl . VECGF MMP-2 MMP-9
(pg/mL) (ng/mL) (ng/mL)
VN 84 213.26+93.33 6.89+£3.35 483.34+121.23
ARiG7d 84 148.36+£54.72 3.92+1.21 351.23+98.64
tHH. 3.966 5.593 5.508
P1H <0.001 <0.001 <0.001

2.3 B4 AR MG VEGF. MMP-2 . MMP-9 /K
SEFNIR EL R R M) O R

R 45 % A2 4 nY 1T VEGF . MMP-2
MMP-9 /K- & TR A5, 25 BA
GiiteAE X (P<0.05), WF 3,

*3 BEAAWIME VEGE.MMP-2, MMP-9 7k F itk B
EEBIXE
Table 3 The relationship between serum VEGF, MMP-2
and MMP-9 levels and lymph node metastasis in

gastric cancer group before operation (x +s)

o VEGF MMP-2 MMP-9
2153 n
(pg/mL) (ng/mL)  (ng/mL)
HH ey éﬂ:
’E’ggi " 38 283.33498.33 7.61+3.54 531.33+146.03
By Ak s
'E’Ejigﬁa’” 46 121.14%51.85 3.14+1.16 308.36+92.76
< =
1 9.683 8.065 8.493
P1{H <0.001 <0.001 <0.001

2.4  ARFi VEGF.MMP-2 . MMP-9 il & % 5 3%
Wk ELZE LR 12 W

= HEA LIS R R LA AL 12 AL
B B 340 TR AT L5 VEGE .MMP-2 . MMP-9 /K F-
A2 Wr, AR 4 1.
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&4 ARETME VEGF.MMP-2 . MMP-9 7K Fi2 i B 8 BE B & H B AR ROC H & T R
Table 4 ROC curve analysis of preoperative serum VEGF, MMP-2 and MMP-9 levels in the diagnosis of lymph node metastasis

in gastric cancer patients

SHL FAEFE LPEFERL RIPE (%) P (%) AUC SE 95%CI

VEGF 180.90 0.76 78.95 95.65 0.896 0.0357 0.810~0.952
MMP-2 5.63 0.54 63.16 91.30 0.744 0.0569 0.637~0.833
MMP-9 415.91 0.67 73.68 03.48 0.847 0.0468 0.752~0.916
—HEA W 0.36 0.95 97.37 97.83 0.994 0.0060 0.945~1.000

100 i — 250 B 72 A 45 B IS B AR A g 2

80 7K i B 38 i L 0 B R IR AR K AR RS R A B AL

L IR O M AR 2B Al A LR e, 2 i

B N WFFE W1, 9 4 2% L% o VEGF & 5K P %

0 Vi ik, HIC R 7 IR T 5 5 g i BRI IR o 1 42

SR IEARSCPEN . FHARSE W iR, B R

0 20 40 60 80 100

100 45 571
B1 A#7iLiE VEGF.MMP-2 MMP-9 7k S lif B 1 B &
W B A8 ROC #2455 i B
Figure 1 ROC curve analysis of preoperative serum VEGF,
MMP-2 and MMP-9 levels in the diagnosis

of lymph node metastasis in gastric cancer patients
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Application of serum CYfra2l -1, LDH and NSE levels in the auxiliary

diagnosis of lung cancer

WANG Yuchen ', ZHANG Chunzhi ', WANG Dawei ', LIU Na ', YUAN Wei ', JIA Junzhi®*

(1. Cardiothoracic Surgery, the First Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei,
China, 075000; 2. Day Ward of Affiliated Hospital of Inner Mongolia Medical University, Hohhot, Inner
Mongolia, China, 010050)

[ABSTRACT] Objective To investigate the application of serum cytokeratin 19 fragment (CYfra21-
1), lactate dehydrogenase (LDH) and neuron-specific enolase (NSE) levels in the auxiliary diagnosis of lung
cancer. Methods 58 patients with lung cancer (lung cancer group) and 35 patients with benign lung lesions
(benign lesion group) who were diagnosed and treated in The First Affiliated Hospital of Hebei North
University between July 2018 and July 2019 were selected as the subjects. 35 health people (health group) who
completed health checkups in the hospital during the same period were also enrolled in the study. The serum
CYfra21-1, LDH and NSE levels in each group were detected. The ROC curve was used to analyze the value of
CYfra2l-1, LDH and NSE levels in the diagnosis of lung cancer, and serum CYfra21-1, LDH and NSE levels
in lung cancer patients with different pathological characteristics were analyzed. Results The serum CYfra21-1,

LDH and NSE levels were significantly higher in the lung cancer group than in the benign lesion group and the
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control group, and the benign lung disease group was significantly higher than the control group, and the
differences were statistically significant (P<0.05). ROC curve analysis showed that area under the curve,
sensitivity and specificity of the combined detection of serum CYfra2l-1, LDH and NSE in the diagnosis of
lung cancer were significantly higher than those of the individual indicators (P<0.05). The serum CYfra21-1,
LDH and NSE levels were significantly higher in lung cancer patients at TNM stage Il , with squamous, low
differentiation and lymph node metastasis than the TNM stages I and II stage, and pathological type
adenocarcinoma (P<0.05). Spearman correlation analysis showed that serum CYfra21-1, LDH and NSE levels
were significantly positively correlated with lymph node metastasis rate of lung cancer (P<0.05). Conclusion
Serum CYfra21-1, LDH and NSE levels are significantly higher in patients with lung cancer. The combined
detection of the three is beneficial for the early diagnosis of lung cancer, and serum CYfra21-1, LDH, and NSE

levels are closely related to the risk of lymph node metastasis in lung cancer patients.

[KEY WPRDS] Lung cancer; CYfra21-1; LDH; NSE
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1fLiF HbAlc . INS 11 T2DM F§-J% i R MU A9 463 22
SCRARETE

e

(# ZE] BH OIS E A (HbALe) | I35 &) 2 (INS) /K E7E 2 808 R (T2DM)
IF & i PR IBR IMAE BB T 2R 8 . Fik dEHRARBE 2013 45 8 H % 2020 4 3 H 100 ] T2DM B #H 1
BEk , AR T R A i BRI IILRE S, 43 i T2DM+HUA 2 50 {5 51 T2DM 20 50 {51 , WL8E Wi 2 e %
HbAlc INS Fik/K¥., &R  WARETER AFE BRI SE— B i, 2R L8 #E X
(P>0.05) ; T2DM+HUA 41 {83 7R 57 i 8 50 5 F AP 80 F T2DM 41, TG .\ TC .LDL-C % 1 fi§ 7K ¥
J SBP DBP S Il /K-35 1 25 &5 F T2DM 41, 25 536 e i 248 L (P<0.05) ; £ Logistic [F1H 4347 , 445
SEHR AL P RACPURE AL e B i KT 5 R PR IR UAE Z [RIAEAEAH DG . 4518 T2DM & JF i IR IR
IMAE 3 T HbALe 5 INS /K-35 BT, 55105 3 AP0 S ) BE B A A7 A6 AH DG

[EER] 2 BURERR ; BRI L 5 s RS 35 e R HT; B ahne

The expression significance and correlation of serum HbA1lc and INS in type 2

diabetes complicated with hyperuricemia

WU Bin'*, XU Jing’

(1. Department of Nephrology, Wuhu Traditional Chinese Medicine Hospital, Wuhu, Anhui, China, 241000;
2. Department of Endocrinology, Wuhu Traditional Chinese Medicine Hospital, Wuhu, Anhui, China,
241000)

[ABSTRACT] Objective To investigate the expression significance of serum glycosylated hemoglobin
(HbAlc) and serum insulin (INS) levels in patients with type 2 diabetes (T2DM) complicated with
hyperuricemia. Methods The data of 100 patients with T2DM from August, 2013 to March, 2020 in our
hospital were selected. They were divided into the T2DM+HUA group with 50 cases and the T2DM group with
50 cases according to whether the patients had hyperuricemia.The expression levels of HbAlc and INS in the
two groups were observed. Results There was no statistically significant difference between the two groups of
patients in general data such as gender, age, and diabetes course (P>0.05). The body mass index and insulin
resistance index of patients in the T2DM+HUA group were higher than those in the T2DM group. The blood
lipid levels of TG, TC, LDL-C and blood pressure levels such as SBP and DBP were significantly higher than
those in the T2DM group. The difference was statistically significant (P<0.05). Logistic regression analysis
showed that there was a correlation between body mass index, insulin resistance index, blood lipid and blood
pressure levels and hyperuricemia. Conclusion The levels of HbAlc and INS in patients with type 2 diabetes
complicated with hyperuricemia are increased, which is correlated with insulin resistance and renal dysfunction.

[KEY WORDS] T2DM; HbAlc; INS; Insulin resistance; Renal function
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W PR A5 A2 165 PR 85 UL 1) 02 A 1k 2 o, L DA
B PN A 45 2 S 8 v VR W 0 i R, 22
JC IR 2 HR 3 IR T RE B A S 1R 5 R W S
Horp 2 7UBE JR 9 (type 2 diabetes, T2DM ) 7F #4F )
NERE AR PR Z 0L AR, A 16 R 3 K2
T2DM 4 I = PR R 1M.45E (hyperuricemia, HUA ) & %
REM ETHEERN) FEERHNZ — . P IE
il , HUA f& T2DM 1Y = 2 &5 Sl a7 H i 21
B PR 28 22—, AL I3 R B2 /KPR 1mg/dL,
FBH B T2DM ML S 6% 78 IE# HLik
RETF, IR 2 S 1 S AR, S AR i S5 AR
WA I R R 2 i B H . HUA SN R
FRGIZEEL LA B i B AP, 0T LA S R 12
PEFF R HE M) AR S RS . ARBRGE N LR TG br B
T 6e 48 br L B 5 T e 4R AR = A O I AL v
HbAlc. INS 7£ T2DM Jf & HUA (1) % ik K ¥ &

1 BREFE

1.1 — R

PEHRAE 2013 4F 8 A & 2020 4 3 A W8] 29514
Y7 %) T2DM F 35 100 1], AR 45 ) Wy i 3 2 &5 5 9F
HUA J& , 43 1% T2DM+HUA 21 50 |41 T2DM 4H 50
1. T2DM+HUA 41+ 5 26 ], % 24 5] ; F- 3 4F
1% (59.8+4.8) % . T2DM 24 23 1], % 27 9] ; 3F
YIS (61.3+3.4) % . WAL ETEMER] IR S5
RHET L, ZREGEIFFE X (P>0.05) . i
S R AR AT

g4 A K% E : £5 A WHO 1E 1999 4F & A 1)
T2DM 2 Wi b5 fE " i 7 T2DM+HUA 4 . JR iR
(Uric Acid, UA) 7K °F- 55 ¥ >420 wmol/L, % 4 >
360 pmol/L . P2 HEBRAm i - (D 8 A Al i 2 78
()15 PRI 5 B R 0 | RS A R 3B BT L IR I U
Yo RN TR RO R A P A
R R 1 70) 8 R PR ) 2 B R A . A WER
AP ZE B W IR E S, I B RS R E
A R .
1.2 Jiik
121 ekl

JT A 32838 A B Ja HEA TR A 0 — M I PR 96 R
KA, FEARE SR R R R R T
P& 5 +8 %4 (body mass index, BMI) FlJE & LY (waist
hip rate, WHR) .

1.2.2 A ARG

S 2 AR E K I 5 mL T EDTA 47t
BN, EIRFE 1 hJ5 LD 3 000 r/min % 32 .0
5 min, B FIE R4 A S AL (H A H 37 =08
FARA T, H 7 7600-010 2 ) 830 1 B4 , 520
HoR: =B H M (TG) LEREEE(TC) e AR 2
HELIE B (HDL-C) AR %% B2 i 8 HIE & (LDL-C) .
WAL 14125 [ (glycosylated hemoglobin, HbAlc){ll
JE R B A4t SO 5 1 o BB R4 1
L1 68 4 b A6 D, £ A5 1L 35 JUL BT (serum creatinine,
Scr) . JR & & (urea nitrogen, BUN) | ML JR /2 . WLEF
(Scr) T iR 12 >R FH Bt 5K LU €23 Tl E0C 9 28 W i
(ELISA) ¥ Kl JR 2 & (BUN) o 5 W4 8 =
PR, B BE 10 A%, BRI LU (8 1A DU PR PR IR o TR 15 )
AEFE b A I A 45 - A8 C- [ 7 2K 1 (hypersensitive
C -reactive protein, hs-CRP) | %5 Ji§ [fil ## (fasting
blood-glucose, FPG) . fifi & % (insulin, INS) , 4= H
gy A ARG T B8 3 23 TR LW , ELISA 125 45 I hs-
CRP.INS. Jfl HOMAI-IR i 153 5 P 5 4k
(homeostasis model assessment of insulin resis-
tance, HOMA-IR ) , HOMAI-TR==5 i M1 5 /K - x 2%
JE 5 K F-22.5)
1.3 Gtk

K HI SPSS 20. 0 G440 BRI , 1B
PA(x+s) R, R H] ¢ K256 ; T2DM F HUA 520 [
RO R H £ & logistic P15 438, 41 56 1 20 #r
KX Spearman BAH M. LA P<0. 05 2% 57
At Lo

2 R

2.1 P RGO R R85 LL 3

W2 50 76 4 iy \SBP \HDL-C ¥ fifif ] [t , 257
¥ 4 it E X (P>0.05) . 5 T2DM 4 A I,
T2DM+HUA #H LDL-C . Scr .FPG 7K F-H B %,
2R 52 X (P<0.05) ,BMI.WHR . TC . TG .
BUN. Ifil JRIR . JRJRFR .hs-CRP . INS \HOMA-IR 4 i,
EIE, ER AT E L (P<0.05), W&,
2.2 HbAlc FIlINS 4331 5 £ T Hr i AH G

HbAlc /KF 5 TC. TG, IfiL X FR . IR JR 2 . hs-
CRP.FPG. Scr.BUN, HOMA-IR &£ iF 41 ¢ , {H 5
HDL-C #1521 # 5¢ (P<0.05) ; INS /K ¥ 5 TC . TG,
HDL-C. [lJRFR JRRER .hs-CRP Scr . BUN . HOMA-IR
BIEAE, 5 FPG £ AHE(P<0.05), W2,
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Table 1 Comparison of general data and clinical indicators between 2 groups (x+s)

WiH T2DM 4 T2DM+HUA 4 8 P1E

AR (%) 61.3+3.4 50.8+4.8 1.80 0.07
BMI (kg/m?) 25.19+2.18 28.87+3.07 -6.91 <0.001
WHR 0.81+0.03 0.96+0.12 -8.57 <0.001
HbAlc(%) 7.17+1.04 10.682.3 -9.83 <0.001

SBP(mmHG) 137.02+21.45 138.45+22.84 -0.32 0.75

DBP(mmHG) 79.53+12.74 84.63+11.36 -2.11 0.04
TG (mmol/L) 1.46+0.56 1.91+0.52 -4.16 <0.001
TC (mmol/L) 5.12+1.4 6.53+1.62 -4.66 <0.001
LDL-C (mmol/L) 3.62+1.05 2.12+1.23 6.56 <0.001

HDL-C (mmol/L) 1.49+1.04 1.56+1.4 -0.28 0.78
Ser(mmol/L) 88.40%6.3 71.8+7.2 12.27 <0.001
BUN(mmol/L) 5.02+1.23 5.73+1.35 -2.75 0.007
1L /R R (mol/L) 414.20+31.46 462.72+34.26 -7.38 <0.001
JR JR 12 (mol/L) 1936.27+583.29 2284.24+619.30 -2.89 0.005
hs-CRP(mg/L) 1.58+0.07 2.46+0.16 -35.63 <0.001
FPG (mmol/L) 5.18+0.26 4.96+0.36 3.50 0.0007
INS (mIU/L) 9.39+2.28 17.23+4.23 -11.54 <0.001
HOMA-IR $5 %% 1.15+0.14 1.78+0.56 -7.72 <0.001

&2 HbAlc FINS 93 5 B HHEIRHIE KX S 17
Table 2 Correlation analysis between HbAlc and INS and

various indicators

HbAlc INS
A
r i P{H r{H PH
TC(mmol /L) 1.586 0.008 1.836 0.005
TG(mmol /L) 0.047 0.016 0.064 0.026

LDL-C(mmol /L)  0.858  0.165 0.184  0.008
HDL-C(mmol /L)  -0.085  0.048 1.073  0.256
1L 7R R (mol/L) 2.594  0.000 2.594  0.000
PR PR PR (mol/L.) 1.948  0.008 1.948  0.084
hs-CRP(mg/L) 0.965  0.049 0.965  0.049

FPG (mmol/L) 2945  0.046 —2.945 0.006
Scr(mmol/L) 0.170  0.000 0.170  0.000
BUN(mmol/L) 2.384  0.003 2.384  0.003
HOMA-IR 1.259  0.000 2.873  0.000

3 itip

AT T 3 R R R el As 2 B R R OR
T BEIR I W BB % . IR (uric acid, UA) M HLIA
IR AR 2 7= 1, BA s sl o S AL AT B A ER
FAE R AB UA ZKE T, B8 A AR T 5 41
FAE T, 23518 I = R P8 98 0E s g B 48 A0 0
AR 18 i A5 45340 7 U 7 Ko [ P A Sk
RFTEA FFEACHIR ST UA K77 22 57
T2DM % 1 i T A E # & . HUA 298 X
I B R A TR v e R U B AR
WAL, 0= 3l kR Ak A s 2D P B AR R i — AR
AN T8 35 P K Al AEARZ2 R, il Bg L I

JE5 UA BB AR £, Kt HUA 5 il
BE IR BB AH OC . A G5 R RAESE T % — 45
o UAJKFERY - 5 B 4 A b K HE BUR
R Eh , R m T H AT RE , S dE TR S RIRPUATHL
A ) XA 7 S 0 A AS 30 sk il

YN NN (RAR- SRS R Rk e s
3F B 85 R A0 RN 9 & AR T A BE A I
21 A9 EE 11 (HbALe) , Hon] DIAE A a2 B3 b & 75
SERA R EELE AR, HbALC IKEFE3 A K
BEONFRE M E AN TR BB S I R R AN IS
SR AT DU SIS I B MER 2 M OCRIR TR A R R
B, £ Bl A5 HDALC KV T, 4 PRI B 1 45
P[RR LML E . KRR
1Y H5 M UL ] T2DM /5 1) HbALC /K- W 4EH5 7R
1% LT, SR EEARANNSREDGE A
M FEAS R T T 45 58 5 DAAEIT T 19— 2.

i 5 2% (INS) B 5 B 20 20, 16 FH T 3
it /N L B2 200 BRI BR 25 A RS 3 6 , AR a2 R A PR
PRk v 1 BH B 7 B AR 2 1, B IR PR IR A A P 1Y)
SRR, 5 BB S F AU I R ILAE SR
(& M . INS A& B & DI fg 1Y FH 248 r , T2DM A
H o RARE RIGTI G, (R INS AKF 15t
SR BRI RE™ o ASBIF ST 4 SR U B R i A
T2DM 7 INS 7K, 0] DLW B il ik e

Zi | iR, HbAlc 1 INS /K 5 ifi g A4 i 5
S FAHCY R A R A O, BT LA
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FLI 2 32 2H 2L LAPTMA4B . dCTP A5 R i 1) 4¢3k
KPRl S

FHE OFERX HARS

[ ZE] BH BF5C 20 IR 420 75 i 1A 00 v 25 I8 25 14 % B (LAPTMA4B ) | dCTP £ 4 12 ity
(DCTPP1) (2R IKF R R X o Ak PEHL 2014 4F 3 A 2 2016 4 6 A A B oA 1Y 2L o 93
BIE AT 5 WO B TR DT BR A s 4L 20 ) R 98 55 16 & 4120, SR FH A e ALk 12 (SP ) ARG 19 4 4 41
" LAPTM4B .DCTPP1 [ A 1500, /AT Il R . R LR 41 24554 LAPTM4B .DCTPP1 [
PERINF W & TRZA4, 25 AT %53 L (P0.05) ; TNM 4330 4 1T 3 69 3L 8 e B &
LAPTM4B . DCTPP1 FH 7 % . 2 75 T TNM [ ] (LAPTMA4B . DCTPP1 BH % Fi1 11 4] 8 %% (LAPTM4B |
DCTPPL [ PE 2 itk [ 45 %5 7% 19 S B 9 5 3% LAPTMA4B . DCTPPL FH ¥k 38 35 2 AI% T JC Ik 2 45 5 7 10 3%
(LAPTM4B .DCTPP1 BH 3, 22 57 ¥ B G243 X (P<0.05) ; BV [8] 36 1~ H , LAPTM4B . DCTPP1
FEIRBAPE B 3 AR A7 A AL A7 ) ST B R 0 A A R AR fE e ), 22 5 B S48 L (P<
0.05) ; LAPTMA4B 1 DCTPP1 [6] i 32 3k FHVE 8 35 3 4F A 47 3 W I8 TP 3 1 910 £ 3 DL (L LAPTM4B
FekBIME B (L DCTPP1 ik Bk B3 A A7 F R A7t ], 22 R HA i 22 8 L (P<0.05) . 458 #
JI%JE % LAPTMAB Al DCTPP1 /K2 8 R R RA, HH RSB MR 5 5 59 TNM 03] Ok B85 5452 L
KR B2 OV 2R A R L2 WA 005 Al R84

(KR FLIRE ; B RES IRE (15 B ; dCTP fE iR it

The expression level and clinical significance of LAPTM4B and dCTP

pyrophosphatase in breast cancer tissues
LI Hui, PAN Wu, HUANG Youcheng*

(The Third Department of General Surgery, Chengdu Second People’s Hospital, Chengdu, Sichuan, China,
610017)

[ABSTRACT] Objective To study the expression levels of lysosome - associated protein
transmembrane 4 beta (LAPTM4B) and dCTP pyrophosphatase 1 (DCTPP1) in breast cancer tissues and their
clinical significance. Methods Ninety - three breast cancer patients who were admitted and treated in the
hospital between March 2014 and June 2016 were selected as the study subjects. The tumor tissues and normal
adjacent tissues surgically removed were collected to detect the expression of LAPTM4B and DCTPP1 by
immunohistochemical method (SP) , and their clinical significance was analyzed. Results The positive
expression rates of LAPTM4B and DCTPPI in breast cancer tissues were significantly higher than those in
adjacent tissues (P<0.05). The positive expression rates of LAPTM4B and DCTPPI in patients with breast
cancer at TNM stage Il were significantly higher than those at TNM stage [ and stage II. The positive
expression rates of LAPTM4B and DCTPPI1 in breast cancer patients with lymph node metastasis were lower

than those without lymph node metastasis (P<0.05). The follow-up time was 36 months. The 3-year survival rate

E AR B v g AR A F R R AHAFRA(15P]137)
Ve 345 AT 5 AR E RS =4, W, R4 610017
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and survival time of LAPTM4B or DCTPP1 positive patients were lower/shorter than those of LAPTM4B or
DCTPP1 negative ones (P < 0.05). The 3 -year survival rate and the survival time of both LAPTM4B and
DCTPPI1 positive patients were significantly lower/shorter than those of neither LAPTM4B nor DCTPP1
negative patients (P<0.05). Conclusion The levels of LAPTM4B and DCTPP] in breast cancer patients are

highly expressed, and their positive expression rates are closely related to the TNM staging, lymph node

metastasis and prognosis of the patients, and they are expected to become indicators of breast cancer diagnosis

and prognosis.
[KEY WORDS]
phatase

LR g 2 B B 3 B L PR T H DL
2 B I IR 32 S R BN S IR YT
T IR A5 5 R A O . BN A
7R B R TS L WS R B LR R R T
AR A R T IR H] 05% DL 2. T AR Y v s
£ M Jii B (lysosome associated protein transmem-
brane 4B, LAPTM4B ) J& 1T 4F >k & B 4 3 %1 468 45
F L H 2 5 ARG TE o 2 A A I 1, e
e 1) K A R b B AR dCTP L BE IR
fiff (dCTP pyrophosphatase 1, DCTPP1) j& A {4 & 81
(5 — A FE BRI K i i , BF 98 % W] DCTPP1 KF-5
JifrE 28 2R TR bk L 2 A RS A L — i A G
PE S FURGOC T LR i 4 21 LAPTM4B Al
DCTPPL i R S BIF5E R 20 UL, PR AR 5 43
B L i 2B 2 AN m] il RAEAS th LAPTM4B . DCTPP1
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P R g 55 40 20 v LAPTM4B \DCTPPI (13835150 .
1.4 EHEPR

BHPE 2 10 A 40t 3+ B A (o BB, B
Ry L B8 BH I 218000 F R IR R 1 3 ko ik
TR e R . A B ARG 6
LA BRE I 0.1 .2 50 HEBHME S E
PE 43+ >50% 1 2 43, 25% ~50%1ic 1 53, <25%1ic. 0
IFe PRIPES A 0~2 43iC FAYE (R AIRER L) | >2
AR R EYE (RD R eik) o FREFL AR IR 418U
G52 20 21 LAPTM4B . DCTPP1 35 BH 2% 00, If:
Pax [l we e e RN S VNS BN T ey ()7 RTSPAE R 7D
FOCR . T A B B2 AR ARG, R
JEiEA 2 HIEREYT LR SR I TR
BETTE )R 36 4 H | BT 2 GAERE IR 2= A
A G BRE ARG B R FBET- IR, 4347 LAPTMA4B
DCTPP1 £k 5FLE B E TSR
1.5 Gtk

K F SPSS 19.0 R Ab BB | 3T EC9ERE L n
(%) F7m , REL ki R TR L (R £5) 2R,



- 1236 - T EWiER T4 20204E9 4 45124 4591 J Mol Diagn Ther, September 2020, Vol. 12 No. 9

HMEIAT ¢ K99 . A A7 53 Mok H Kaplan Meier 5, L %1 3IUBEEE LAPTM4B.DCTPP1 KX ER [n(%) ]
P<0.05 NERASITFE L, Table 1 Expression of LAPTM4B and DCTPPI in breast

cancer patients [ (%) ]

4
2 &R J—— LAPTM4B DCTPP1
2.1 FLIRE 3 LAPTM4B . DCTPP1 k15 I B Bt B Bt
=1 i g8 4] 401 A7 J R 73(7849) 20(21.51) 80(86.02) 13(13.98)
?LH%{;E’E - rfm LAPTMAB \DC‘T\PP“I EE rflk BSR4 18(19.35) 75(80.65) 21(22.58) 72(77.42)
TR & TRESHS, EREASIEE XL P 65.084 75.418
(P<0.05), W& 1FE1L, PR 0.000 0-000
A B c D

E: A LAPTMAB 1E 3L i 2 20 2 1938 5% 5 B O LAPTMA4B 78 7L 4141 rh 2 FH#E 3R 35 . C Jy DCTPP1 78 FL i 4141 rh 2 B
353K ; Dy DCTPP1 {1 L U b L B R GA
B 1 FLARREREAL LAPTMAB K DCTPP1 fiFRi% (SP,*400)
Figure 1 Negative and positive expression of both LAPTM4B and DCTPP] in breast cancer tissues (SP,x400)
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BhRIE] A OE R X (P<0.05) , AN[RIAEHRE JHEEAIR B IR TR
AF TNM 7381 OB AE I FUI R R FaRR IR RIS R L (P>0.05), WLER2,
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Table 2 Relationship between LAPTM4B, DCTPPI and clinicopathological indexes of breast cancer patients [1n( %) ]
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5 TNM [ ] k%8, °P<0.05; 5 TNMI 5] b 45 °P<0.05.,
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# AN DCTPP1 3 ik B M 58 3 A 1 3 R AR 17 ) TE] Figure 2 Relationship between the expression of

(P<0.05), LKl 2. LAPTM4B . DCTPP1 and the prognosis of patients
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Correlation between serum Hcy and Cyst-C and vascular endothelial function

in patients with H-type hypertension

LUO Wanli ', ZHAO Qiuping'*, LIU Rongmei*, BAI Minfu'

(1. Department of Hypertension, Fuwai Hospital of Central, Zhengzhou , Hennan , China, 450000 ;
2. Henan Hypertension Control Center, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Obijective To explore the correlation between serum homocysteine (Hcy) and Cystatin
C (Cyst-C) and vascular endothelial function in patients with H-type hypertension. Methods A total of 180
patients with H-type hypertension treated in our hospital from April 2018 to June 2019 were selected as the study
subjects. The brachial artery blood flow - mediated dilatation (FMD) was detected, and patients were divided
into normal endothelial function group (FMD=6.0% , n=78) and impaired endothelial function group (FMD <
6.0% , n=102) according to FMD, and another 92 cases of healthy examiners at the same time period were
selected. The fasting blood glucose, creatinine (Scr) , triacylglycerol (TG) , total cholesterol (TC) , high-
density lipoprotein cholesterol (HDL-C), low-density lipoprotein cholesterol (LDL-C), Hcy and Cyst-C were
detected among the patients, and their correlation with FMD was analyzed. Unconditional Logistic regression

analysis was used to analyze the influencing factors of endothelial function impairment, and the receiver
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operating characteristic curve (ROC) and area under the curve (AUC) were used to evaluate the value of serum
Hcy and Cyst-C in predicting endothelial function impairment. Results The age in impaired endothelial
function group was higher than that in the normal group and heath examination group (P<0.05). Comparison of
serum Hcy and Cyst-C showed impaired endothelial function group > normal endothelial function group > heath
examination group. FMD was negatively correlated with age, Hey and Cyst-C (r=—2.106, —3.125, —2.943, P<
0.05). Logistic regression analysis showed that age, Hcy and Cyst- C were independent risk factors for
endothelial function impairment (P<0.05). The cutoff values of serum Hcy and Cyst-C in predicting endothelial
function impairment were = 15.52 pwmol/L and =1.28 mg/L, and the AUC values were 0.756 and 0.732
respectively. Conclusion  Serum Hcy and Cyst - C in patients with H - type hypertension are negatively

correlated with vascular endothelial function. They are independent risk factors for endothelial function

impairment and can be used as early predictive indicators for clinical application.

[KEY WORDS] H-type hypertension; Homocysteine; Cystatin C; Endothelial function
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Table 1 Comparison of general data among the three groups [n(%), (x+s) ]
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Table 2 Comparison of biochemical indicators among the 3 groups [n, (x+s) ]
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Table 3  Analysis of influencing factors of endothelial function impairment
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Table 4 Analysis of value of serum Hey and Cyst-C in

predicting endothelial function impairment (% )
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The value of multimodal ultrasound in the diagnosis of breast cancer with

different BI-RADS classification and its relationship with molecular typing

REN Shaojie', JIANG Ju®, LV Hongbing’

(1. Department of Ultrasound, the Third People’s Hospital of Langfang, Langfang, Hebei, China, 065000;

2. Department of Ultrasound, Langfang Traditional Chinese Medicine Hospital, Langfang, Hebei, China,
0650003 3. Department of Ultrasound, Guang’an Hospital of Langfang City, Langfang, Hebei, China, 065000)

[ABSTRACT] Objective To explore the value of multimodal ultrasound technology in the diagnosis
of benign and malignant breast nodules with different ultrasound BI-RADS and its relationship with breast
cancer molecular typing. Methods Including 165 patients with suspected breast cancer in our hospital from
December 2017 to December 2019. The pathological examination results were used as the gold standard to
compare the accuracy, sensitivity and specificity of multimodal ultrasound diagnosis. Based on the ultrasound
images, BI-RADS classification was performed, the diagnostic accuracy of different BI-RADS classifications
was compared, and the correlation between ultrasound signs and breast cancer classification was analyzed.
Results  Pathological diagnosis showed that 104 cases were benign (63.0% ) and 61 cases were malignant

(37.0% ). The sensitivity of multimodal ultrasound combined diagnosis was 93.4% , specificity was 94.2% ,
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positive predictive value was 90.5% , negative predictive value was 96.1% , which were significantly higher than
conventional ultrasound, ultrasound contrast, and ultrasound elastography (P<0.05). There were statistically
significant differences in lesion diameter, benign and malignant ratio, and accuracy of malignant diagnosis
among breast cancer patients with different BI-RADS grades (P<0.05) ; there was no significant difference in
pathological classification between patients with different BI - RADS grades (P>0.05). Luminal A type,
Luminal B type, HER - 2 overexpression and triple - negative lesion diameter, high echo halo were not
significantly different (P>0.05) ; aspect ratio, internal echo are uniform, and microcalcification ratio was
statistically different Significance (P<0.05). Conclusion Combined multi-modality ultrasound detection and
BI-RADS classification can significantly improve the diagnostic accuracy of breast cancer. The molecular

classification of breast cancer can be preliminarily judged by ultrasound signs, which has good value for clinical

diagnosis and treatment of breast cancer patients.

[KEY WORDS] Breast cancer; Multimodal ultrasound; BI-RADS classification; Molecular typing
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Effects of total paeony glycosides on HaCaT cell proliferation, apoptosis, cell

cycle and miR-320/RASA1 expression
CHEN Yi *, ZHU Yanjun, SHU Yu
(Department of Dermatology, Chengdu Second People’s Hospital, Chengdu, Sichuan, China, 610000)

[ABSTRACT] Objective To investigate the effects of total paecony glucosides (TPG) on the
proliferation, apoptosis, cell cycle distribution, miR-320 and Ras p21 protein activator 1 (RASA1) expression
of HaCaT cells, Methods HaCaT cells were treated with TPG. Cell Counting Kit 8 (CCK-8) assay was used
to detect cell viability. Flow cytometry detected apoptosis and cycle distribution; real - time fluorescent
quantitative PCR (RT-qPCR) and Western blot were applied to detect the expression of miR-320 and RASAL.
The dual luciferase reporting experiment and western blot were used to confirm the regulatory relationship
between miR-320 and RASAL. The effect of miR-320 inhibition on proliferation, apoptosis, and cell cycle
distribution of HaCaT cells was also observed. Results TPG can reduce the viability of HaCaT cells, promote
HaCaT cell apoptosis, induce GG, phase arrest, inhibit the expression of miR - 320, and promote the
expression of RASA1. The difference was statistically significant (P<0.05). MiR -320 targets and negatively
regulates RASAT expression. Interfering miR-320 can inhibit the proliferation of HaCaT cells, induce apoptosis
and GO/G1 phase arrest, and the difference is statistically significant (P<0.05). Conclusions TPG can inhibit
the proliferation of HaCaT cells, induce apoptosis and cell cycle GO/G1 arrest. The mechanism may be related
to down-regulation of miR-320/RASA1 pathway.

[KEY WORDS] Total glucosides of pacony; Psoriasis; Proliferation and apoptosis; Cell cycle; MiR-
320; RASA1
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BLRAETE 39 % UL B BUAE N E S AR B G
12535 | BNy i R 1 o T AN = S s 1
i XA DR 2 T 2l T R 2 R
TR E I o AR AT B (Total glucosides
of pacony, TPG) JJy AR ~F 32 2216 Pk 1 3, R H AT 46
Ak BURE AT O R 2 R A FE AR A A A
WEFE A SR TPG 7683 8 % B 78 T IE A
BAHH . WF5E B, Ras p21 & H G LT 1 (Ras p21
activator 1, RASA1 ) I 3¢ ik 41 # 3¢ Jz /71 5 I il 4
Ml FERGAE , 2 5 FF BR gk . R A
KB, RASA1 J& miR-320 A 7EfI LA . miR-320
B IESE S 5 A BP0 B PR R
NI A AR 40 HaCaT 5 58 8 9% 22 Bz A I 40
6 Py e o 448 R A AL, R T Y AR e R R AR
S AR A AR B 538 o W %E TPG %) HaCaT
2 B 3G 58 L UR T LR B 43 A LD & miR-320/RASAL
FEIR MR, BT TPG X4 8 9 1 96 97 V6 A4y
FHLH

1 HESHE

1.1 SEgebt Rl

K A HaCaT (#1035 i $8 A= BB A 7))
DMEM @b SR 4L G4 T 5 5 R APTA IR
(32 Hyclone ) \ 754 BT (<0.1% A9 — H FL AR AN
AR K A, R UE R RS | A — o W B I
W) (W2 HER B ARGRAR) R
miR-320 14 , K HLFAPE X IR | 56 ' 2 4R 15 2%
T (rd o & W AE R A PR A1) 5 SR i it
B & (CCK-8) KR -5 R 2 O &R /i
AL BE (Annexin V-FITC/PI) 40 i 98 T4 i 771 &
(L E S KEY A F) IR EE A (RNase
A) \Trizol i3 4 M R A W (ALt R SE AW A
Al ) 5 ok FH 0 SR i i ) & L SYBR Premix Ex
TaqTM ( H 7 Takara 23 A ) o
1.2 ZHMEE IR ARS8 440

HaCaT FHEN N 15% i 2F ML 1% 75 4% 55 28 AW
LY DMEM =il 3723 F 37°C 5% CO. [ 557
FAThRE R . A 80% il & BIHAL G . R i 1R
3 U, B %A K HaCaT 46 it 43 TPG 0,50,
100,200 mg/mL 4 , B2k F} TPG 24k B 20 0,50,
100,200 mg/mL Ay 35 32T A0 48 h.

1.3 CCK-8 kA5 I 24 i % 77

Fi IR 1x10" cells/FL , 100 wL/FL K 55 2H 20 it 42
FiE] o6 fLAR , B T 40 M5 246 9 F 24.48.72 h
I, 2 LA 10 wL 59 CCK-8 35 , il b 4 A% )
450 nm ALK SEE (OD)H .
1.4 3 A A ARAS I 20 B 0 T 0 JE 3 4 A

S5O 2R WP IRJHHE N 1x10° cells/mL it B2 Jifd .
o HL100 pL AR, 53 A Annexin V-FITC
FIPL,#EI7F 30 min, #MINGS A 2% WK 22 500 pL,
T =X 41 A SRS T 40 i R TR . PBS SR TR VAR 4N 2
U IATIE 1Y 70% ARG —20°C & E 137 . PBS Wk
YA 1 YR, 8520 J5 0 A RNase A %5 30 min, PBS
WG 1 IR A PLIRGRESE SV 30 min,
1.5 RT-qPCR il miR-320 Fl RASAI mRNA ik

Trizol 1 $2 B 7 5t 2 0 | iz #6155 2 U 45 4]
HaCaT 4fi il 19 =% RNA, FI] FH 398 %% 5% i} . SYBR Pre-
mix Ex TaqTM 5] & #E 47 0 4% s il gPCR , 24495k
K miR-320 . RASAI mRNA 357K F-,
1.6 Western blot £ il

1B gt I, A v bk Y R P G ) 3 )
A E SRR R . B AR T B R A
TR ORI, R 5% IR A = IR 1 h, —
PLACHE L. —ERGEE 1 h, LEELE
R . NS B-actin HTAK
1.7 B R B A HE H SL 50

| H Lipofectamine 2000 i 7 ¥ WT-RASAL |
MUT-RASAL1 43 % 5 miR-320 mimics 8% miR-NC
% Y B HaCaT 4 Y , 5% Y4 48 h {fi XL 0 &= i
5 3 DR K I 2R S8 4G I HaCaT 40 i 2% 5t & il
T o
1.8 GLit=#or#r

K H1 SPSS 20.0 #4714t 14017, i BB A
IERDA LI (R +s) Frm, PRI FL SR e K06, 2
2 [1) Bb 55 SR FH B TR 3 5 25 40 BT, 4L 1) A L 5 R
I SNK-q #:55. P<0.05 A2 R A5 L.

2 HFR

2.1 AT HaCaT R34 54

5 0 mg/mL 4 H % , TPG (50, 100, 200 mg/
mL) 41 HaCaT 4 i 1% Ty BEAIR, 22 R A Geit = B X
(P<0.05), WL#FE1,
2.2 FATEFTES HaCaT JHT:

5 0 mg/mL 41 [t %, TPG (50,100, 200 mg/
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£ FAEREFMS HaCaT HEEFEH (n=9,x+s)

Table 1 Total pacony glycosides inhibit HaCaT cell
viability (n=9,x+s)

4 ¥
o AAEHES1 (%)
24 h 48 h 72 h
TPG 0 mg/mL 0.36x0.04 0.82+0.07 1.42+0.11
TPG 50 mg/mL  0.29+0.04"  0.63+0.05" 1.09+0.06"
TPG 100 mg/mL  0.28+0.03"  0.59+0.06"  0.93%0.05"
TPG 200 mg/mL  0.26+0.03"  0.54+0.04*  0.86x0.06"
F{H 13.620 42.762 102.661
P1E 0.000 0.000 0.000
¥ : 5 TPG 0 mg/mL 41 tb42 ,°P<0.05.,
N
s sfy&%o s%&
SNSRI TPG 0 mg/mL
Q C;O o o
A LLELE B 10
Bcl-2 26 kDa 10°
Bax 21 kDa = 10
10'
Cleaved
caspase-3 10
B-actin 42 kDa 10 10" 10* 10

10
10°
10
10'

10"

10

mL )2 HaCaT 48 T-% . Bax Fll Cleaved caspase-
3HEARIATE , Bel-2 EAFBKRM, 2R A511
R X (P<0.05), W1 %2,
2.3 FRATREXT HaCaT 41 it & H 14 5 i

5 0 mg/mL 41 L #, TPG (50, 100 , 200 mg/
mL ) 20 HaCaT #fi }fd CyclinD1 & |1 %35 .S M 44
JfL L A5 R ARG, p21 28 3R 3K L GW/G Al i 1]
T, 25 A g1t E L (P<0.05) , G/M ﬁﬁfﬂil
M L 1 AR Ak 25 7 JC et A B X (P>0.05)
* 3.

TPG 50 mg/mL TPG 100 mg/mL TPG 200 mg/mL

10 10
10° 10°
10° 10°
10' 10'

10’
10

10°

10° 10 10° 10° 10" 10° 10' 10° 10° 10" 10" 10° 10° 10'

Annexin V-FITC

B 1 HaCaT ZHA8AT- & Bcl-2.Bax # Cleaved caspase-3 B R iX
Figure 1 Apoptosis of HaCaT cells and expression of Bcl-2, Bax and Cleared caspase-3

F2 FAHZETX HaCaT 4AA - .Bcl-2.Bax # Cleaved caspase-3

3 RIEHIRM (n=9,x+s)

Table 2  Effects of total pacony glycoside intervention on HaCaT cell apoptosis, Bcl-2, Bax and Cleared caspase-3 expression

(n=9,x+s)
il Bcl-2 Bax Cleaved caspase-3 IEIH TR (%)
TPG 0 mg/mL 0.67+£0.06 0.17£0.02 0.08+0.02 4.11+0.65

TPG 50 mg/mL 0.51+0.04" 0.250.03° 0.19+0.03* 6.49+1.03"
TPG 100 mg/mL 0.38+0.04" 0.38+0.04" 0.32+0.04" 9.26+1.70°
TPG 200 mg/mL 0.3320.05" 0.43+0.05" 0.39+0.04* 11.87+1.95°

F1H 89.387 94.389 131.308 49.842

P{H 0.000 0.000 0.000 0.000

1 : 5 TPG 0 mg/mL 41 45, *P<0.05.

£3 FARFEX HaCaT ZHAEHA . p21 F1 CyclinD1 FiE

(n=9,x+s)

Table 3  Effect of Total paeony glycosides on cell cycle,, p21 and CyclinD1 expression in HaCaT cells (n=9,x+s)
il p21 CyclinD1 AR %)
G/G, S G/M
TPG Omg/mL 0.21+0.04 0.68+0.03 53.51+2.39 33.24+1.54 14.29+1.47
TPG 50mg/mL 0.28+0.03" 0.54+0.05" 57.47+2.24" 29.47+1.53" 15.32+1.36
TPG 100mg/mL 0.38+0.05" 0.4320.06" 62.66+3.31"° 23.77+£1.80*° 14.06x1.23
TPG 200mg/mL 0.53+0.06" 0.37+0.04" 66.73+3.54° 21.62+1.75*° 14.27+1.18
F{H 80.651 77.721 35.370 91.962 1.669
P1E 0.000 0.000 0.000 0.000 0.000

7. 5 TPG 0 mg/mL 41 FL 45, *P<0.05,

2.4  FRATEAF X HaCaT A9 miR-320/RASA1 ik
fpAT|
5 0 mg/mL 4 1 % , TPG (50, 100, 200 mg/

mL) £ HaCaT 2 ffd miR-320 1% 35 i 41X , RASA1
mRNA FI RASA1 I EIETHR , ERA ST+
=X (P<0.05), W4,
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R4 FHREFI HaCaT B miR-320/RASAI Fik B840
(n=9, x+s)
Table 4 The effect of total pacony glycoside on the
expression of miR-320/RASAI in HaCaT (n=9, x+s)

IreH miR-320 RASAI mRNA RASAlZEH

TPG 0 mg/mL  0.97+0.07  0.99+0.05 0.35+0.04
TPG 50 mg/mL 0.72+0.06"  1.43+0.08" 0.45£0.04°
TPG 100 mg/mL 0.58+0.06°  2.38+0.12* 0.52+0.04
TPG 200 mg/mL 0.53+0.05°  2.84+0.13" 0.69+0.04°
F{H 95.836 645.552 115.266
P1E 0.000 0.000 0.000

1 : 5 TPG 0 mg/mL 41 45, P<0.05,

2.5 miR-320 #![5] RASAl

Targetscan Fiil| & 3§ RASA1 {4 3'-UTR X 15, 55
miR-320 Z [ AFAE L5 G i, WLl 2. 5% Y% miR-
con FL#E , Y4 miR-320 mimics 1] F&{k RASA1-WT
PR TG M, 22 58 Go it 2# 32 L (P<0.05) 5 1M
RASAL-MUT WZEGER B G R TC & 81k, W3k 5.

2 miR-320 5 RASA1 &AL A
Figure 2 The binding site of miR-320 and RASA1

R5 WRARBRELR (n=9,x=5)

Table 5 Dual luciferase report experiment (n=9,x +s)

o PR MBS M
RASA1(WT) RASA1(MUT)
miR-con 1.04+0.08 1.23+0.08
miR-320 0.38+0.06° 1.1920.09
tHH 32.336 1.530
P1E 0.000 0.133

1 : 5 miR-con 41 3%, *P<0.05,

2.6 T4 miR-320 %} HaCaT 40 Jiftd J& BA 73 A . 1845
I T 1) 5200
5 anti-miR-con 4 [ %% , anti-miR-320 4 Ha-

A 1 2 3 B 12 3
RASAL 96 KDa Bel-2 26 KDa
p21 21 KDa Bax 21 KDa
. Cleaved .
CyclinD1 34 KDa caspase-3 31 KDa
B-actin 42 KDa B-actin 42 KDa

1 :1. NC; 2. anti-miR-con; 3. anti-miR-320.,

PI

CaT i ifd RASAL & 11 3K 3K . G/G: 1 40 il Lo 491 2
JL 8 T2 %% | p21 . Bax fil Cleaved caspase-3 & H 3%
IKTE &, S W40 i L ) L 40 B35 | CyclinD1 Al
Bel-2 85 H # A FEAL (P<0.05) . WL 3.
3 iTig

TPG HA T2 0 A= A0 25 B36 %, DL =4t i
Ve o 2 . AR LI, TPG Ab # AT I 2%
T HaCaT 20 Jf () 35 580 7 1755 200 Jf 5L 3 1) G/
G 07T BHL ¥ty R 48 B 0 T, O S 1 R o R
WF5E & B, TPG 1] fig il i 19 P21 P27 P53 K ik
T PR A0 2R A375 ARG AE . TPG i i[5
N E IS5 40 1L GO/GY 34 Lt , 4100 ) 200 Jie 1 7, 2
HEA AR T AR FE BTN Gy S s U A7 #
CyclinD1 18 4% , CyclinD1 38 iz # 7i% J& 1] 2 44 #i
PR 1 (CDKO) |, AR 2 8 A4 il 2% 11 (Rb) B iR
b, fEE JE I Gy ) S %Ak, 3 B SRR mT 3 3
N s g T P21 WISE 0] CDK &4 403 14
KIFHOGTAVER" . Bax fl Bel-2 S Ja¥= 40 119
FEE A, Bax FIA N Bel-2 FEk AR AT L dE20 i
B3 C B .caspase-3 1L, e AT T, AHF
REERGUREN LR, VL LR, TPG
A HaCaT 0345 , 75 S AT

VTAESE , Bt %5 % miRNA A9 4 1 35 18 50 07, &
L FhRE 5 miRNA 55 85 95 i 30 JR A5G .
B, B 8 9 H I3 P miR-1266 /K SF-IH 5 71
H miR-1266 7K1 542 J& 9 X 358)™ 5 2 B 48 50T 55
BERA R miR-31 764 8 % A BT
S RS AR A AR T RN SRE AR L R AR
AR EY . A5 & B TPG 42 5
HaCaT 41 fiff ' miR-320 3% ik [k , RASAL %3k i
ETtE . RASAL Z 4G FE 124 A B R 1Y
P, miR-31 Al e 1L T 4 RASAL 2 5 Jz Jik i
R A0 Mg kA R ™ . AR BT IE S miR-320 Xf

10 NC 10 anti-miR-con anti-miR-320
10’ 10° 10°
10° 10° 10°
10' 10" 10'
10 10 10

100 10' 10° 10° 10* 10 10" 10° 10° 10" 10" 10" 10° 10° 10

Annexin V-FITC

3 FH miR-320 Xf HaCaT 20 E HA 43 75 1A FR A - B #20

Figure 3 The effect of interference with miR-320 on cell cycle distribution, proliferation and apoptosis of HaCaT cells
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RASA1 BA# = /EH . T8 miR-320 21k
b, W] 4 i HaCaT 41 i1 3% J7 .5 5 GG, 11 BH #if7 F1
PR, R 3G A R T A OB R IR KO . $R
7~ , TPG Xf HaCaT 4f jfd 3 58 F1 Y 172 A 52 00 55 T 3
miR-320/RASA1 il 54 X .

25 b AW ST R SE JR AT BT ] B0 ] HaCaT 4
J 64 8 2 2 B OE T, FEHLTR S R 98 miR-320/
RASAL B #%A 5. I, TPG X4 ks B A e
TRITVE L AR5 % B A TPG 1 4R 8 v B4 Iz
PEE S I
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miR-155 . miR-26a %} T2DM HEIS4C ) . & 3 &e
fpAl

FETORER AR

(¥ ZE] BH % miR-155 . miR-26a XF 2 AU /R (T2DM) g A5 L i I & AE (1 52 1
Tk WHUCARBE 2014 4F 1 H % 2019 4F 1 H T2DM & 116 FIFE A MELAL, 43 A& I 1045 I & W40 (81 491)
EREGIFMAE I RAEWLH (35 1) , I 1645 [ R R & 55 B X IR . LhAL w2 41 H il miR-155
miR-26a /K -, 2k A Logistic [7 9 43 #t T2DM Ifil 45 - & 4iE (1) f& B [ 2, Pearson AH ¢ 14 73 #T miR-155 .
miR-26a 5 J5 AL IS AT AH e, 28 TAERRE (ROC) it 2 PE M miR-155 . miR-26a MM (i, 45 5 W
£ 2 miR-155 . miR-26a (5 T X 4L, 22 5 i1t 2# 5 L (P<0.05) ; Logistic [M1J4 53 H7 , 2 & I = 1L )%
1% LDL-C .\ TC . TG .miR-155 . miR-26a & T2DM & # & I i 48 - & AE 1Y 8 2 G s [ 2 (P<0.05) ; Pearson
A A% 23 M7, miR-155 . miR-26a 5 LDL-C (1,=0.717 . 1,=0.731) . TG (1=0.783 . n=0.745) . TC (r=0.537 .
r=0.520) 5 IEAH 56 (P<0.05) ; ROC 14k 437, miR-155 . miR-26a B4 i il T2DM 1.4 7 & 5E () AUC
0.872,95%CI 4 0.797~0.927, P<0.001 , iZ W R B 72.84% , F5 5 0 91.43% , 5 200 T 0 & S b i
£t miR-155 . miR-26a 5 T2DM [ & NE A2 VA O, 34 0 6 00 A DT A i fa s I R, S G R
DU A TR 0 4 S A i B At T S AR

[XgiR] 2 BIUBEIRIE ; miR-155; miR-26a; NS ; 10087 I & oE

Effects of miR - 155 and miR - 26a on lipid metabolism and vascular

complications in T2DM patients
YAN Yu*, CAO Yanging, CHENG Jin
(Department of Endocrinology, Huainan Xinhua Hospital, Huainan, Anhui, China, 232052)

[ABSTRACT] Objective To investigate the effects of miR-155 and miR-26a on lipid metabolism and
vascular complications in patients with type 2 diabetes mellitus (T2DM). Methods A total of 116 patients
with T2DM from January 2014 to January 2019 in our hospital were selected as the observation group, which
were divided into a subgroup with vascular complications (81 cases) and a subgroup without vascular
complications (35 cases). In addition, 55 healthy people were selected as the control group during the same
period. The peripheral blood miR-155 and miR -26a levels were compared between the two groups. Logistic
regression was used to analyze the risk factors of T2DM vascular complications. Pearson correlation analysis
was used to analyze the correlation between miR-155, miR-26a and lipid metabolism indexes. The receiver
operating characteristic (ROC) curve was used to evaluate the predictive value of miR-155 and miR-26a. Results
The miR-155 and miR-26a in the observation group were higher than those in the control group, the difference
was statistically significant(P<0.05). Logistic regression analysis showed that the disease course, hypertension,
serum LDL-C, TC, TG, miR-155, miR-26a were important risk factors for vascular complications in T2DM

patients (P<0.05). Pearson correlation analysis showed that miR-155 and miR-26a were positively correlated

KA B 2019 28 A A5 47 8 (1908085MH292)
Ve 45 G 1K e v AT AL B TR M oA Gk, i 232052
SEAEAEE T, E-mail : yanxinyi780706@163.com
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with LDL-C (~=0.717, r=0.731), TG (r=0.783, r=0.745) , TC (r=0.537, r=0.520) (P<0.05). ROC
curve analysis showed that miR-155 and miR-26a jointly predicted AUC for T2DM vascular complications was

0.872, 95% CI was 0.797~0.927, P<0.001, the diagnostic sensitivity was 72.84% ,

and the specificity was

91.43%, which was significantly higher than the two predictions alone. Conclusion miR-155 and miR-26a are

closely related to lipid metabolism in patients with T2DM, and are all risk factors for vascular complications.

The combined detection of the two can provide a reliable basis for predicting vascular complications.

[KEY WORDS]

complications

2 AU JR % (Type 2 diabetes Mellitus, T2DM )
SR PR UL A 4 WA Qs P | 4 BB Bl ge it
H Fr 3 BB PRI B 3 58 9.7% , 14 I &
i S HEER BOE R E R e R R T
i S U e At R I PR SR BRIE S, Pk
JEJRAC S 5 T2DM & AR 15 I & i Bk &
Lo il PR 26 B, MicroRNA 43 11 T2DM . Ifil.
N LI B G R N A O A R P kPR
SME™ . Hirh, MicroRNA-155(miR-155) & —
Z Y HE miRNA 3, 75 S | 90E Sy I 45 rh 47y
HEEAMP . MicroRNA-26a(miR-26a) J& T 5
JFEORSF A9 miRNA, X I8 40 O3 58 28 T
HH S 52 ), 2 ) Jk ok A A Ak s ML 1) 2 B
2 RS 2438 7 AT miR-155 . miR-26a Xf
T2DM & JE A | 10045 I ARE B 520, 5 78 i
PRESAEECHE SR . IR AR .

1 ARSI

1.1 — R

VEHUAS B 2014 4F 1 H % 2019 4F 1 | T2DM
116 BIVE Mg, Horh 55 78 491, e 38 ], A 0%
47~68 %, EHIAERS (62.24+2.71) %, 43 & 3T 4%
IF R IE 20 81 1], oK 5 I 1L A8 I A i .40 35 141 o
75 e % [R) 3 4k BRE ARG 55 AR A xt B4, Hoh B
370, 2z 18 ], AR 4 45~69 %, - BI4E A (62.61 =
3.07)% o PRLLAFIE MR AE— M Rk M m L, 22
SIS L (P>0.05) , H AW 2 A B (8 51
Z oot iE L
1.2 BEHURIE

9y AR e - QW5 4L X #5122 S T2DM, 5 &
(v 2 RO R B 6 48 B (2013 4F i) YA X 12
Wi o7 5 )% R A ARG 45 T4 A 2 1E s @4
I R 08 L e 2, S RN AR 5T, A A 1T A1 [
= U

Type 2 diabetes mellitus; miR - 155; miR - 26a; Lipid metabolism; Vascular

HE B AR - O A I FHOIR B S H At 4 43 00
TR 5 QA7 A Sk B W R AR B AE 1R 7
FOMA MRS ERE  OFEA SR
FERGEPIN MO B B ©FFA PR K ZR
A AE T s A RRE A5 G A 5 e o i A3 Y 9
I o
1.3 Jrik

IWE LG 48 AR AN 7 125 < SR B T = = i i ik
L3 mL, SR FH 7 % W S A i A 0 2 R LA (Fast-
ing plasma glucose, FPG) i fk. 1l 21 £ 11 ( Glycosyl-
ated hemoglobin, HbAlc) 7KV, >k 4 A sh A b7
FrA (I [ 56 1 DL 3 & PR 2 ) L 25 - AUS800
L) R it I 48 B [ AR5 8 i 2 P IH BT % (Low den-
sity lipoprotein cholesterol, LDL-C) . =5 %% B A5 &5 FH IH
[ [ (High density lipoprotein cholesterol, HDL-C) |
H il =g (Triglyceride , TG ) . Jj& H [& 5 ( Total cho-
lesterol, TC) ] 7K,

AN I miR-155 . miR-26a K5 I 7 ¥ « R4 3 /=
235 K ML 3 mL, & T ED-K2 $TEEHE N, 4 ]
TRIzol 42 BUAM & il & RNA , 347300 5% 5t il 4%
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U6 51 F 26 EHESS A A F IO 58 BB0E
B {H I} PCR JIT 283 iU M EOE SR CT ., BT A A
a1 3 RN, O34 CTE , 45 FEAH B 1Y miR
-2 CTAE S NS I P-4 CT A Z 2258 L ACt
(B, 22 O H BRI ARG ik it
1.4 WESRIR

O W41 51 1l miR-155 . miR-26a, @ WE 4
L4 I RE S ZH TB) i PR BT, WS4 Il A T &
i V.20 5] ZM ] 1fil miR-155 . miR-26a, (DT2DM Ifi 4
IHRIERIZ R M. ©FMA Il miR-155 miR-26a
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T {E
1.5 Gitrik

K SPSS 22.0 i 47 %45 4b B, 71 5 %Ok
(x +s)Fm, A LECR e K255, THECR R n
(%) %R, P K5, K FH Pearson #E47 AH & 143 #r
S R & LA Logistic [ 05 43 8, #0 4 {E A ROC
&34, P<0.05 W25 5 A Geit2# 7 L,

2 &R
2.1 H4AMNE I miR-155 .miR-26a 32 ik /K L 45

WLZZ 2 miR-155 . miR-26a 32 ik 7K V- 5 F X Bg
H,EZRBHEITFE L (P<0.05), &1,

*®1 FASMNEM miR-155.miR-26a FTiKKFLLE (v+s)
Table 1 Comparison of expression levels of miR-155 and

miR-26a in peripheral blood between 2 groups (x+s)

21 51 n miR-155 miR-26a
WL 116 1.84+0.52 7.79+2.02
X R 2 55 1.02+0.31 2.15+0.45

tE 10.809 20.438

P1E <0.001 <0.001

2.2 T2DM &I 1L I AAE 1Y PR 2 43 Ar
SRS R R R FE %L .FPG \HbAlc (HDL-C .

W s PR R R & T2DM 4 - I8 I & 0 1 5%
M A 2%, 22 55 G122 2 L (P>0.05) ;i R A )
& Il & .LDL-C.TG.TC.miR - 155, miR - 26 J&
T2DM & F L5 I KRE 2 (R 2, 22 38 e it =%
=X (P<0.05), WFE2,
2.3 T2DM M4 IF LA r 2 H &R a8

DL T2DM 8 3 & JF 1058 I A o RS o, s
SR B I E I L 1% LDL-C .\ TG . TC .miR-155 .
miR-26a 1 & H 48 &, Logistic [ 134387, JR B2 . &
JEE I L # LDL-C \ TG . TC \miR-155 . miR-26a
S T2DM B & & JF 148 0F A e iy 2 fa s I &=
(P<0.05), W.3% 3,
2.4 miR-155 .miR-26a 5 IR IHHFE bR A

Pearson A ¢ 1 43 #F , miR-155 . miR-26a 5
LDL-C (r=0.717 . n=0.731) . TG (n=0.783 . r=
0.745) . TC (1=0.537 . =0.520 ) 2 E A %, 2 &
Gt X (P<0.05), WK1,
2.5 miR-155,miR-26a X} T2DM Il 45 I & AE i T
NUEANIED

ROC #h £k 43 #F miR-155 F1 miR-26a i # BE 5
T AU S AUC (8 45 34 8 T 2 — i)
Ho W4 E2,

x2 WBRAMNEHLETHBEREREZR (n(%), (xxs) ]

Table 2 Clinical data of vascular complications in the observation group [(n(%),(x+s)]

FIHMAAIAIEWH  REIFMAE I AW

R iy P
W (n=81) (n=35) s fit
(R =60 58(71.60) 24(68.57)

<60 23(28.40) 11(31.43) 0-109 0.742
sl 3 54(66.67) 25(71.43)

@ 27(33.33) 10(28.57) 0-255 0.614
PR BT PR L (kg/m®) >28 20(24.69) 8(22.86)

<28 61(75.31) 27(77.14) 0-045 0832
S (4F) =5 67(82.72) 21(60.00)

<5 14(17.28) 14.(40.00) 0-887 0-009
A I E I o 24(29.63) 4(11.43)
(=] =] rE

w 57(70.37) 31(88.57) 4421 0-036
S A 27(33.33) 11(31.43)

.040 0.841

g 54(66.67) 24.(68.57) 0.0 8
Jrkr )
R H 24.(29.63) 10(28.57)

g 57(70.37) 25(71.43) 0.013 0.909
FPG (mmol/L) 11.04+3.49 10.56+3.12 0.701 0.485
HbAlc(%) 11.27+2.27 10.73+2.06 1.208 0.230
LDL-C (mmol/L) 3.67+0.71 2.84+0.65 5.924 <0.001
HDL-C (mmol/L) 1.23+0.41 1.3520.43 1.426 0.157
TC (mmol/L) 5.72+0.74 4.91£0.62 5.669 <0.001
TG (mmol/L) 1.96+0.35 1.4820.37 6.664 <0.001
miR-155 2.04+0.63 1.38+0.37 5.774 <0.001
miR-26a 9.36+2.45 4.16£1.03 12.080 <0.001
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Table 3 Multivariate analysis of T2DM vascular complications
AR i p1E S.E 18 Waldly* {8 OR 1§ 95%CI P
IR e 1.373 0.511 7.214 3.945 2.498~6.231 <0.001
& I LR 1.343 0.467 8.269 3.830 1.942~7.554 <0.001
LDL-C 1.661 0.528 9.900 5.266 3.047~9.102 <0.001
TC 1.120 0.355 9.948 3.064 1.730~5.426 <0.001
TG 1.175 0.401 8.582 3.237 2.048~5.117 <0.001
miR-155 1.619 0.507 10.197 5.048 3.009~8.469 <0.001
miR-26a 1.167 0.404 8.349 3.213 1.538~6.714 <0.001
5 25 8
; 4 20 536
g 3 S s 3
£ £ E
o 2 E 10 =
51 €05 T2
0
0 1 2 3 0 ] N 5 0 1 2
miR-155 miR-155 ' miR-155
5 2.5 8
34 20 ~
3 2. S
£ 3 < 1o )
S 2 VE 10 VE 4
é 1 E 0.5 E 2
0
0 5 10 15 0 5 10 15 0 1 2
miR-26a miR-26a miR-155
B 1 miR-155.miR-26a 5 LDL-C.TG.TC #HX 1%
Figure 1 Correlation between miR-155, miR-26a and LDL-C.TG.TC
%4 ROC HZ&FME
Table 4 ROC Curve Prediction value
TiH AUC Z18 T {E TR (%) R (%) 95%CI Pl
miR-155 0.782 6.592 >1.92 54.32 91.43 0.696~0.854 <0.001
miR-26a 0.807 7.636 >7.09 62.96 94.29 0.723~0.874 <0.001
WEDS 0872 11.648 - 72.84 91.43 0.797~0.927 <0.001
100 AR 1 WFFERT, T2DM 8 Th 2 50% 8
80 BT R A I AAE , WG I T AR
) WF5E B, Fa e 43 9 L L% LDL-C TG\ TC
& N A S, f—
10 & T2DM & I I8 I A e 1 felr PR 3R | 3273 i DR 17
Tl bR 2, SR IO T U 0, W6 00 4 9 %
miR-26a N . N
T2 il A UK o AR, miRNA J& T 5 Je 45 3L [

0 20 40 60 80 100
10045 5P

2 miR-155.miR-26a Xf T2DM I & 3 % i K9 7L /M (&
Figure 2 The predictive value of miR-155 and miR-26a for

T2DM vascular complications
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Assmann T S %52 4500 4, miR-155 78 4 JR %
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[ ZE] BH® ik v E R (AS) BE KIS (L4 bi e B27 (HLA-B27) PUék Bk %
112 O(ASO) B A e BREE 11 Sk A I I IR o sk 85 Bil AS B AR A5x4l , I3 1 %
et A A A DY 35 WV Sy ik IR 2H , L %5 Wi 2H HLA-B27 . ASO % i Bk & 117 1! (1gG . IgA . SIgA . IgM ) 7K
S, T 5 2H 2 R 15 80 (BASDAL) FIZ e 45 50 (BASFI) , Spearman AH JE 143 Hr 4% $5 bR 1O A ek , 323K %
TAEFRIEMZE (ROC) 73T - HR R 12T AS I fE . SR WF52 4] HLA-27 . ASO /K V- B B %638 b 3 v
FXRAL, 25 57 B G248 X (P<0.05) . WF5E4] 1gG IgA IgM /K- & & FXHIRAL, 22 R A G248
SL(P<0.05) , B4 SIgA /KL #, 22 5 G124 8 L (P>0.05) . WF5E 4] BASDAIBASFI 143 it & & T
XA, 22 A ST L (P<0.05) o AHCMEA T4 2R k7R, HLA-27 \ASO 737l 55 IgG . IgA . IgM 7-7E fik
FEAEE (P<0.05) , 5 SIgA TE i 3 41 )61 (P>0.05) . HLA-27.ASO.IgG . IgA . IgM 43 %l 5 BASDALI,
BASFI £ 15 i 3 1F A1 & ¥ (P<0.05) , SIgA .BASDAI 5 BASFI G i & M X1, ROC k45 51 Bos,
HLA-B27 ,ASO.IgG . IgA  SIgA . IgM i2 Wi AS 9 il £& 1 £143 51 R 0.725 (95%CI '+ 0.645~0.804) . 0.826
(95%CI: 0.762~0.889) ., 0.798 (95% CI : 0.732~0.864) , 0.872 (95% CI: 0.822~0.923) ., 0.682 (95% CI : 0.604~
0.760) ,0.671(95%CI:0.586~0.757) . 451% AS H# HLA-B27 ASO FHMEZR G, fa pe Bk 8 FU/K-F 2%,
X X SEFEARIEATREINAT FI T AS (19121 K B ST

[E8E] smEHEBEER; AEAAEYUR B27; PEEEkEE MR O; SEsRE N

Clinical significance of detecting HLA-B27, ASO and immunoglobulin expres-
sion in patients with ankylosing spondylitis

LU Xiping*, WANG Ke, ZHANG Qingxiang, YAN Wengian

(Department of Orthopedics, Zibo Campus, No. 960 Hospital of the PLA, Zibo, Shandong, China, 255300)

[ABSTRACT] Objective To analyze the clinical significance of detecting human leukocyte antigen
B27 (HLA-B27), anti-streptolysin O (ASO) and related immunoglobulin subtypes in patients with ankylosing
spondylitis (AS). Methods 85 AS patients served as the study group, and 35 normal health checkups served
as the control group. The levels of HLA-B27, ASO and immunoglobulin subtypes (IgG, IgA, SIgA, IgM)
were compared between the two groups and evaluated the inflammation index (BASDAI) and functional index
(BASFI) of two groups, Spearman correlation analysis of the correlation of each index, and receiver operating
characteristic curve (ROC) was analyzed for the value of each index in diagnosing AS. Results The levels of
HLA-27, ASO and the positive rate in the study group were significantly higher than those in the control group,
and the differences were statistically significant (P<0.05). The levels of IgG, IgA, and IgM in the study group
were significantly higher than those in the control group (P<0.05). There was no significant difference in the
levels of SIgA between the two groups (P>0.05). The BASDAI and BASFI scores in the study group were

AARA R4 T T AW ARG LR B (W32518280)
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significantly higher than those in the control group, and the differences were statistically significant (P<0.05).
The results of correlation analysis showed that HLA-27 and ASO had significant positive correlations with IgG,
IgA, and IgM (P<0.05), but no significant correlation with IgG2 and SIgA (P>0.05). HLA-27, ASO, IgG,
IgA, and IgM had significant positive correlations with BASDAI and BASFI, respectively, while SIgA had no
significant correlation with BASDAI and BASFI. The ROC curve results showed that the area under the curve
for HLA-B27, ASO, IgG, IgA, SIgA, and IgM to diagnose AS were 0.725 (95% CI 0.645 to 0.804), 0.826
(95%CI 0.762 to 0.889) , 0.798(95% CI 0.732~0.864) , 0.872(95% CI 0.822~0.923) , 0.682 (95% CI 0.604~
0.760) , 0.671(95%CI 0.586~0.757). Conclusion The positive rate of HLA-B27 and ASO in AS patients is

relatively high, and the level of immunoglobulin is abnormal. The detection of these indicators is beneficial to

the diagnosis and pathological exploration of AS.
[KEY WORDS]

Immunoglobulin

5 B4+ R (ankylosing sponchglitis, AS) A
A DG AR O R A S T T SR B
PERIER AL, BE 2RI EHE Y 2 RN E
MURAE R o AS TEAE R I A o 155 2F i 2%
1, L TC ] A M S, PR R A 12 8 TR
ME, B B R B AU AR R AR AR Y
oS GBS AN AT PRI AS 1 U2
FXREEY, AEAMMHE B27 (human leuco-
cyte antigen-B27, HLA-B27) 7E f i 2= S0 3k 57 2| |
V2O, FLAE IR T At A s Rk B S 2R 1Y
RAFAEIE . PRIl " HLA-B27 /& AS K%
BLAI A OGS 4y + o Bk Bk 3 I & O (anti-
streptolysin O, ASO ) 4% B TR R Y 7= A BT A4 4
BRI 5 XA 2T B B /NER ' R L Bk A
RAFF K S AS L AEE S5 R & 3 ]
YERES A, OF A B 48 A SR R L 5 61T R
RIAAAEVI R, HIL, AR5 B AR
FR M HLA-B27 \ASO M %o i BR 2 [ Fe3K kAT
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Ankylosing spondylitis; Human leukocyte antigen B27; Anti - streptolysin O;

F1 MARK—RIRELER (x=5)
Table 1 Comparison of general clinical data between the

2 groups (x£s)

21 51 no AR (B RREGE)
XTHR4] 85 33.7+3.9 48/37 -
WF9E4 35 34.3%3.6 20/15 6.3+1.3

iyl 0.783 0.005 -

P1{i 0.435 0.946 -
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il Bl SRR R AR L OGP SRR I 5
ERARIZ B A S SRR E G R
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Table 2 Comparison of HLA-B27, ASO expression levels

and positive rates in two groups of subjects [1n(%), (x+s) ]

®3 WAMEXREREIKES LR KTF BASDAIL

BASFI##4EL 3L (x+5)

Table 3 Comparison of immunoglobulin subtype levels .
BASDAI and BASFI scores between 2 groups (x +s)

WiH popiiEE| WFoE 1 PH
IgG(pg/mL)  11.9x31 204%3.5 12486 0.000
IgA(p.g/mL) 81+1.6 14537 13225 0.000
SIgA(pg/mL)  20.8+4.7 31.2+51 1397 0.165
IgM(pg/mL) 124424 168429  7.923  0.000
BASDAI(4})  22+0.8 4411 12199 0.000
BASFI(4}) 2.6£0.5  4.3x1.3 10341 0.000

HLA-B27 ASO

WA KT REKT
(UlmL) FHPE R (IU/mL) [P 2%

XTHEZ] 35 254.3+429.2 2(5.7) 41.2+5.3 3(8.6)

o4 85 18.3x4.4  78(91.8)  48.9+7.1  26(30.6)

A= 47.593 82.608 5.781 5.214

P{E 0.000 0.000 0.000 0.022

2.2 WL FE N B 9% B AR 11 B /K OF- (BAS-
DAI . BASFI #F-53 Hb ¢
WFFELH AS B 1gG  IgA IgM K V- B & & T
X R AR N 51, 22 A St 2 B L (P<0.05) o
WEFEALFIXS BE A SIgA /KF- Heds: , 2 7 g it &
X (P>0.05), WFFE4] AS Hi# BASDAI,BASFI ¥
S EE TR AR AR, ZRARITEE
X (P<0.05), W33,
2.3 HLA-B27.ASO 5Bk H AR M A
HLA-27 . ASO 43 5 5 IgA \1gM f77E 2. 3 1E A
X (P<0.05) , 5 SIgA JC & 3 #H & 1% (P>0.05)
W4,

F4 HLA-B27.ASO 5®EIKERQ TR MHE XM
Table 4 Correlation between HLA-B27, ASO and

immunoglobulin subtypes

HLA-B27 ASO
mH
r{H P1H r A P{H
1eG 0.401 0.002 0.337 0.009
IgA 0.317 0.014 0.277 0.032
SIgA 0.209 0.109 0.213 0.102
IeM 0.412 0.001 0.290 0.025

2.4 HLA-B27.ASO X fRfiE sk & (WAL 5 BAS-
DAI . BASFI #H S 230 #r

HLA-27. ASO. IgG . IgA . IgM 4} %] 5 BAS-
DAL, BASFI f£7F &t % 1E A Xk (P<0.05) , SIgA 5
BASDAI .BASFI JC i Z AH M (P>0.05) . W3 5.

%5 BASDAI.BASFI 5 HLA-B27.ASO R REKERT
By X
Table 5 Correlation between BASDAI, BASFI and
HLA-B27, ASO and immunoglobulin subtypes

BASDAI BASFI

i H
r {8 P{H r {8 P1E
HLA-B27 0.278 0.032 0.340 0.008
ASO 0.308 0.017 0.265 0.041
1gG 0.401 0.002 0.303 0.019
IgA 0.409 0.001 0.311 0.016
SIgA 0.204 0.118 0.225 0.084
IegM 0.297 0.02 0.397 0.002

2.5 HLA-B27.ASO K 3% Bk & 111 AL i2 By AS
f) ROC £k

ROC £k 45 3 & 7/r , HLA-B27, ASO . IgG .
IgA . SIgA . IgM 2 W AS ¢ il 28 F 1 A2 20 i
0.725(95% CI: 0.645~0.804) ,0.826 (95% CI: 0.762~
0.889) .0.798(95%CI: 0.732~0.864 ) .0.872(95% CI:
0.822~0.923) . 0.682 (95% CI: 0.604~0.760) . 0.671
(95%CI:0.586~0.757), WL 1,
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Figure 1 ROC curve of HLA-B27, ASO and

immunoglobulin subtypes in the diagnosis of AS
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AS Bl R F A HFIG ShZ R R R
U 0 W 25 | H: T 5 B o b T R RE L UL
AT B B SR R A S, HLA B I Bk
R SRR IS 5 AS R & R AE %)
KF, AS WHAA AR S R T A A, Bl A B0
IR 2 75 e BB B R DI RE . DFST BR, AS
) BASDAI,BASFI -3 44 i 2 55 T 1IE# A,
XA S R A . AS H—Fi8 T A &R
PEVEBR , 76T HAR UL B P rp R 8 im0 T
AS RIS W LN E L,

HLA-B27 AN E 4t 1 2850+, F5E
KB HLA-B27 [ [A] R — R KBRS 5 k7 41 g . NK
o0 i Kbk L AR L Az AR 2, B 5 2 B Al R R
— RIS BAL T AE F B e M Bs 19 &
R BN RIEVER . HLA-B27 764 R 40 394
Fik, TR R B PR 1) B2 A, 2 i oy 22 SR L 1Y
PR s HLA-B27 XTIk R 2= 2 A ) 1k
P, AT 580k b I & A A8 SUROR , AT 348 3 s
UG Sk . ZIAFFTIESE " HLA-B27 AI{EN
AS i FRIZ Wi RGP 10 B 22 S 00 = 35 4, HLA-B27
R X F AS 5 15 2 i I PR 4330 T H A
E NI

WF SN PR R 25 2 AS & s 1) 5 22 52 ) [
Bz, HoP YL e AS KR AT B SR
TG, AS B TR AE 40 1 DNA, JF
PRI NEAAEEDICR, ARG RERS
BASDAIBASFI J A 5 G e Bk 8 11K VA7 A i 3%
FHIEME . ASO Ny [ I F8 35 3T 2 A7 FE A BRI I
RUGEBR R IR 48 b, HLAE SR & A — SR T IR

Fhim, IAE 3~6 A B 0, % BRIA B YL BT R
B (APC) IS AL, 51 RS s , i R 2
FGERAE IR = A, IF A0S T B Ik EL 20, f2 9F (1 40
M2 (L) SRR IE N F-a (TNF-o) & TH -y
(TFN-vy ) %5 58 Pk PR B0 02 26 4B IR 7 i B, 1
FUINEE ST U045, T i75 5 AS S itk JE
AT A0 TR R 2B AR R A R
E R B 40 K E B, B W sohn B n R )
W HIE, KT T f# AS RIS R Hg B
ML=

G BEER AR 11 15 1L B 40 i 35 1Y BT AR
M RZETR, 25 THUR R R fE . 1e6G N
LY B d o 1) — R BR B 1, SR AL G 8 1
B ETPUR, IRV 1gA 5 AS ARG
S VIM O, 78 AS HBE hAE7E 1gA # 5 , (X &
H TgA AREPUR , 5 C [ & H (CRP) % &
PEANARL I T KR RV . 1gM R R e s g 2%
i L B AR, R A B AR R R St e
PEVEJRE RV AR AR o ASHIF ST 45 AR 52, S 5k 2R
FITH =0 AS B ZLIG IR 2B . LS R Eow,
SHAAEIEASNE IS AS BE IR IG hAFAE
PIX % . HLA-27 ,ASO 5 BASDAI.BASFI /£1F i
FOEAH G R A KO RTE S AS SRS T Bl
TEAR B A &g bR, I F 5 sk E A E LA E Y]
KR, TIEERE LA M TH5E AS B H A Bk
IGe ., 76 AS W% A A 2R, [T, 4
PERREE 1047 B T30 AS HE HLAR R AE v 7K
F BT R A

2% FRTIR , AS H % HLA-B27 . ASO BHPE R 5
1o, PEBER TR KO S0, 6T X BE 8 A a4 76
A FITF AS B2 W B BRAR Y

SE
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LI g 4 20h VWCE . MEKKS3 11 2635 7K - 5116 7
WP HGR e R AT

-71%3‘1’9%’;1* R AL

(# ZE] BH WRIANEEHLUT IR T (VWCE) A7 22 43 245030 10 B8 1 35 i i 54 iy
(MEKK3) (W5 K5Il RFEE TR MR, Fik HE20154E 1 A 2 2016 4F 1 A TARBLEZIGIT
A LR AR £ 130 1), 4 B A6 I B 3 e 2 21 K g 55 4 4 P VWCE \MEKK3 19 335 7K 5 iR 36 % VWCE/
GADPH JX £ {i>2 A& 31k , VWCE/GADPH K JE (=2 AL F k¥ 55 4 VWCE & £ ik 41 fil VWCE
k54, iR 4E MEKK3/GADPH /K J& {H>2 4 & #2158 , MEKK3/GADPH K & {H=2 WK F£ L5 85 0N
MEKKS3 5 2% 14 21 Fil MEKK3 1% #3541, 50 W1 B 98 41 21 5 VWCE \MEKK3 % 38 15 7K 3 55 95 BLUERAIF ¢
#7781 VWCE \MEKK3 W R B K- 5B ELFERN LR, GR RN EE VWCE %15l MEKK3 1Y
FihNe B4y VWCE (3R 35 41 75 4] . VWCE IR A 41 55 1 L) & MEKKS {5 323k 41 70 4] \MEKKS3 Ik
FIRUL 60 1] 5 965 ZH 4T VWCE A 2Rk Y W BIK T o5 4 2, 22 5 BoA G2 5 L (P<0.05) s Jia 44T
" MEKKS3 X} 3215 K7 1 25 8 Tm o2 1 4, 22 57 BT G it & L (P<0.05) ; MEKK3 Fl VWCE 1 £ 35
KOV 5 B AR RIS MR AR PR S AR TE W] A et (P>0.05) s VWCE (IR R AR5 5 b
Jod A% I G301 RTIbK T 25 IR S (A 56 (P<0.05) s MEKKS 55 26 1k 5 Bloss 42 LI PR 20 S99 Fnapk 1 45 2
R A B S B A & M (P<0.05) ; VWCE 1 K3k 4 3 -4 7% K 85.33% , i 3 1= T VWCE L5411
61.82% , 2= 5 B AT i1l 2 & X (P<0.05) ; MEKK3 5 #3541 3 4F AR5 68.57% , &L T MEKK3 fil 3£
IR 88.33% , 22 St BAT BT 4 L (P<0.05), &5  FLIMEA4Uh VWCE 215315, MEKK3 £ & 3£
ik ; VWCE I #5522 15 Al MEKK3 A8 5 5 ZLARIER A8 3 10 e LA I DR 3 bk L 25 2 A e B B T s A
B 2 B AR e

[EiA]  FLEE; S5HBUE 1 VWCE; A 223 2 R0E LR i

Analysis of the relationship between the expression levels of VWCE and

MEKKS3 in breast cancer tissues and clinicopathology and prognosis

LI Yuanping '*, LIU Xun *, ZHU Qin'

(1. Department of Nail and Breast Surgery, Leshan people’s Hospital, Leshan, Sichuan, China, 614000;
2. Department of Pathology, Leshan People’s Hospital, Leshan, Sichuan, China, 614000)

[ABSTRACT] Objective To study the relationship between the expression levels of von Willebrand
factor C and epidermal growth factor domains (VWCE) and mitogen-activated protein kinase/extracellular signal-
regulated kinase kinase kinase 3 (MEKK3) in breast cancer tissues and clinicopathology , prognosis. Methods
A total of 130 breast cancer patients who were treated in our hospital from January 2015 to January 2016 were
selected to detect the expression levels of VWCE and MEKKS3 in the cancer tissues and adjacent tissues of the

patients. The expression levels of VWCE and MEKKS3 in cancer tissues and adjacent tissues were detected.
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VWCE/GADPH gray value greater than 2 was defined as high expression, while VWCE/GADPH gray value not
greater than 2 was defined as low expression. The patients are divided into VWCE high-expression group and
VWCE low-expression group. MEKK3/GADPH gray value greater than 2 was defined as high expression, while
MEKK3/GADPH gray value not greater than 2 was defined as low expression. The patients are divided into
MEKKS3 high - expression group and MEKKS3 -low expression group. The relationship between the expression
levels of VWCE and MEKKS3 in adenocarcinoma tissues and pathological features was analyzed. The
relationship between the expression levels of VWCE and MEKK3 and the survival rate was analyzed. Results
According to the expression of VWCE and MEKK3, patients were divided into VWCE high-expression group
(75 cases) , VWCE low-expression group (55 cases), MEKK3 high-expression group (70 cases) and MEKK3
low - expression group (60 cases). The relative expression level of VWCE in cancer tissue was significantly
lower than that in adjacent tissues (P<0.05), while the relative expression level of MEKK3 was significantly
higher than that in adjacent tissues (P<0.05). The expression levels of MEKK3 and VWCE were not
significantly related to age, pathological types, estrogen receptor or progesterone receptor (P>0.05). The low
expression of VWCE and high expression of MEKK3 were related to tumor diameter, clinical stage and lymph
node metastasis (P<0.05). The 3-year survival rate in VWCE high-expression group was significantly higher
than that in VWCE low-expression group (85.33% vs 61.82% ) (P<0.05). The 3-year survival rate in MEKK3
high-expression group was significantly lower than that in MEKK3 low-expression group (68.57% vs 88.33% )
(P<0.05). Conclusion Breast cancer tissues have low expression of VWCE and high expression of MEKK3.
The high expression of VWCE and the low expression of MEKK3 are significantly related to the tumor
diameter, clinical stage, lymph node metastasis and prognosis of breast cancer patients.

[KEY WORDS] Breast cancer; Domain protein VWCE ; MEKK3
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F5r°H VWCE 5 ik 4l VWCE IR R 18 4 ; MR 4%
MEKKS3/GADPH JX Jif {5 >2 } & 3% ik . MEKK3/
GADPH JK =2 ALK L , ¥ 8 53 MEKK3
{25 20 MEKK3 LR IA 407, 738 VWCE Fl
MEKKS3 3 ik 7K V- 51l R B S EL 0] &R | I R
SRS AR R B i BRI R 4y
9] M EE RS SR AR R 2R

JCSR R G R FORM N SE g = A A 5 5., DA
HAEBEHI2 R LRI I R A A A ORI 5T %E
BE XTI G T LG Rl T , B R AT Y
gh9E . BEVINTE N 2016451 A % 20194E1 A,
1.3 it

K SPSS 12.0 Geit2# 4 47 84l 73 i, 1
B RERH n (%) 2R, R R g s 1H i EORER
H (xxs)Fon, R B 50 AR A ZER F KM %,
K Ffl Log Rank K36 . L) P<0.05 #8273 HA S
ES-3'E

2 #R

2.1 HBERHSIE A 400 VWCE fl MEKK3
FikKF

SR 21 VWCE MG Rk KT 5 KT 5%
WA, 2% BHA G 2EE L (P0.05) ;542
MEKKS3 8%} ik K- 5 3 7 T e i 4y, 2 7 2
H G L (P<0.05), W#E 1 HE 1,

®1 BEEBALREFHLAH VWCE 1 MEKK3 Ri&
KE (xxs)
Table 1 The expression levels of VWCE and MEKK3 in

cancer tissues and adjacent tissues of patients (x +s)

VWCE/GADPH MEKK3/GADPH

DA
f Ve i TR ff
FUIREEE S 130 1.1820.11 2.98+0.47
I S 2 21 130 2.07x0.29 0.78+0.17
tHH 32.717 50.188
P1H 0.000 0.000
VMCE
MEKK3
GADPH
1 2 3 4

TE 1.2 AFLIRI LS 3 4 R gL
B BEEAAREZHAR VWCE M MEKK3
FikKE
Expression levels of VWCE and MEKKS3 in cancer

tissues and adjacent tissues

2.2 VWCE MEKK3 1A /K5 FL IR 8 i
PRI BEAFAE C 2R

SR AW RS — R ROR R 22 RS
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5B BT MR 2R MR Ak
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IR R385 MR B LI R A3 0 A EL A5 A W B Y
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Figure 1

&2 VWC.MEKK3 BRIEKFESIIREEEGAFEHLEXR
Table 2 The relationship between expression level of VWC ,MEKKS3 and clinicopathological characteristics of

breast cancer patients

VWCE £ FH X ik 1 MEKKS3 &5 [ FH X 255 1
e PRAFAIE n Rk fkFk YME PHE Rk ks FH PHE
(n=75) (n=55) (n=70) (n=60)
IR (%) <50 69 40 29 37 32
50 o1 35 o6 0.000  0.945 23 o 0.002 0.957
R AR (em) <5 60 46 14 25 35
- 20 2 " 16.436  0.000 P o 6.561 0.001
i BRI A A 66 37 29 36 30
NUR' 44 25 19 0.523  0.769 24 20 0.141 0.932
FNFLIMRIE 20 13 7 10 10
It R 43407 I 20 18 2 5 15
1l 48 40 8 44.761  0.000 10 38 58.069 0.000
| 62 17 45 55 7
MBS REE & 60 10 50 50 10
e -0 o5 5 76.837  0.000 50 . 38.958 0.000
W R 2 A B 73 41 32 43 30
o - " o 0.159  0.690 2 o 0.100 0.752
i 2K B 77 44 33 40 37
i =3 a1 s 0.023  0.879 20 93 0.274 0.601
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Table 3 The relationship between expression level of VWCE .MEKK3 and prognosis [1n(%) ]
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VWCE & &k 4H 75 64(85.33) MEKKS3 &35 70 48(68.57)
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Figure 2  Analysis of survival curve of patients in each group
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The relationship between the expression of IncRNA ITGA9 - AS1 in breast

cancer and the pathological characteristics, neoadjuvant chemotherapy

SUN Shaofu', PAN Yajun', LUAN Chun®*

(1. Haikou Fourth People’s Hospital General Surgery, Haikou, Hainan, China, 571100; 2. Hainan Provincial
Tumor Hospital, General Surgery, Haikou, Hainan, China, 570100)

[ABSTRACT] Objective To investigate the relationship between the expression of IncRNA ITGA9-
AS1 and the pathological characteristics, neoadjuvant chemotherapy in breast cancer. Methods From May
2015 to may 2019, 124 breast cancer patients who received neoadjuvant chemotherapy in our hospital were
selected as the breast cancer group, and 42 breast benign tumor patients who received surgical resection at the
same time were selected as the control group. The expression levels of IncRNA ITGA9-AS]1 in breast cancer
tissue and breast benign tumor tissue were detected. Pathological complete remission (pCR) of neoadjuvant
chemotherapy was evaluated according to the postoperative pathological evaluation, and ROC curve was used to
analyze the predictive value of IncRNA ITGA9-AS1on pCR. Results The expression level of IncRNA ITGA9-
ASI in breast cancer was significantly lower than that in benign breast cancer (P<0.05) , and the expression
level of IncRNA ITGA9-ASI in breast cancer with different tumor size, lymph node metastasis, clinical stage
and Ki-67 were statistically different (P<0.05). The expression level of IncRNA ITGA9-AS] in non pCR breast
cancer was lower than that in pCR breast cancer (P<0.05), and the IncRNA ITGA9-AS] had predictive value
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for pCR. Conclusion The low expression of IncRNA ITGA9-AS1 in breast cancer is related to pathological

characteristics and the efficacy of neoadjuvant chemotherapy.

[KEY WORDS]
LncRNA ITGA9-AS1; Prediction
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ITGA9-AS1 FA MY HL#R

AN TR 96 B 3 B 43 F 43 R FLOIR g EL R
IncRNA ITGA9-AS1 13k K- Jo i & Pk 2= = (P>
0.05) 5 A [F) /988 /I bk L 45 5 B8 L R A
Ki-67 35 19 LR H %2, IncRNA ITGA9-AS1 (1
RIRKFAGI2E 2257 (P<0.05) . WFR2,

F2 ATEFEFHEZBRREF IncRNA ITGA9-AS1
RIZHLLE (x+5)
Table 2 comparison of IncRNA ITGA9-AS1 expression in

breast cancer with different pathological features (x+s)

FESE A% n I;gfg:m vF P
i1y AN T1-2 41  0.85+0.18 7.836 0.000
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p=> 80  0.65+0.18
I AR 43301 1 78 0.75+0.15 5.513 0.000
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Figure 1 ROC curve of IncRNA ITGA9-AS1 expression in

predicting the efficacy of neoadjuvant chemotherapy
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Effects of Hp infection on levels of a1-AG, CRP and ESR and gastrointestinal

function in patients with ankylosing spondylitis
LIU Yonghua, JI Aiyu*
(Department of Medicine, Qingdao University, Qingdao, Shandong, China, 266000)

[ABSTRACT] Objective To explore the Helicobacter pylori (Hp) infection on levels of ol acid
glycoprotein (al - AG) , C - reactive protein (CRP) and erythrocyte sedimentation rate (ESR) and
gastrointestinal function in patients with ankylosing spondylitis (AS). Methods A total of 104 AS patients
were selected as the research subjects. According to the fasting "'C urea breath test, the patients were divided
into Hp infection group and non-Hp infection group, and another 32 healthy subjects for physical examination at
the same time period were selected as the healthy control group. The levels of peripheral blood al-AG, CRP
and ESR and gastrointestinal function [functional dyspepsia quality of life scale (FDDQL) ] were compared
among the three groups, and the receiver operating characteristic curve (ROC curve) was used to evaluate the
diagnostic value of peripheral blood al-AG, CRP and ESR and FDDQL score on Hp infection. Results
Among the 104 AS patients, 59 cases (56.73% ) diagnosed with Hp infection were set as the Hp infection
group, and 45 cases (43.27% ) without Hp infection (43.27% ) were included in the non-Hp infection group.
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There were no significant differences in the gender, age and smoking history among the three groups (P>0.05).
The course of disease and Bath ankylosing spondylitis disease activity index (BASDAI) score in the Hp
infection group were higher than those in the non - Hp infection group (P<0.05). Comparison of levels of
peripheral blood a1-AG, CRP and ESR in the three groups all showed: Hp infection group > non-Hp infection
group > healthy control group (P<0.05). FDDQL score comparison showed Hp infection group < non-Hp
infection group < healthy control group (P<0.05). According to ROC curve analysis, Peripheral blood a1-AG,
CRP, ESR levels and FDDQL scores have high diagnostic value for Hp infection in AS patients (AUC=0.839,
0.764, 0.863, 0.787, P<0.05), and its cut-off value are 1992.105 mg/L, 22.135 mg/L, 21.825 mm/h and
62.500 points. Conclusion Hp infection can increase the inflammatory level and reduce the gastrointestinal
function in patients with AS, and affect the levels of peripheral blood a1-AG, CRP and ESR and FDDQL score.

The clinic should pay attention to it.

[KEY WORDS] Ankylosing spondylitis; Hp infection; a1-AG; CRP; ESR; Dyspepsia
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F1 3E—MEBE (%), (x£s5) ]
Table 1 Comparison of the 3 groups of general data [n(% ), (x+s) ]

y il i , i BASDAI ¥4}
Rl n ] 4 (%) Wb (4F) (1)
Hp B&e 4l 59 39(66.10)  20(33.90) 37.45+10.36 32(54.24) 7.21+1.05 4.58+0.72
A Hp Jdge ] 45 29(64.44) 16(35.56) 36.49+9.78 23(51.11) 6.59+1.12 3.340.56
fREREXT IR ZH 32 17(53.13) 15(46.87) 38.22+10.25 14.(43.75) - -
PIFI 1.599 2.785 0.917 2.899 9.554
P 0.450 0.063 0.632 0.005 <0.001
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Table 2 Comparison of a1-AG, CRP, ESR andFDDQL scores in peripheral blood of the 3 groups (x +s)

ZH 51 n al-AG(mg/L) CRP(mg/L) ESR (mm/h) FDDQL 43 (43)
Hp /&Yl 59 2016.38+515.20 23.82+6.77 24.81%6.09 59.34+11.71
4k Hp J&geal 45 1358.43+467.46 18.40+3.49 16.98+3.68 70.13+6.80
ik B X6} i 2, 32 502.14+105.39 7.05+0.92° 8.11£1.35 96.58+2.05
F1H 78.511 52.289 49.367 68.263
P <0.001 <0.001 <0.001 <0.001

2.3 AMEIM al-AG.CRP.ESR /K- } FDDQL i
I3 AS H 3 Hp B B8 2 Wi (6 53 B

2: ROC f4 ot , ZBLAME I a1-AG .CRP
ESR 7K°F } FDDQL ¥ 43 %} AS % Hp YA
B2 W (AUC=0.839.0.764 ,0.863 .0.787,, P<
0.05) , H cut-off {8 43 51| & 1992.105 mg/L ., 22.135
mg/L .21.825 mm/h .62.500 43, L& 1,

ROC ik
1.0 i £ U5
al-AG
CRP
ESR
PDDQL
0.6 SHL

U

0.0
0.0 0.2 04 0.6 0.8 1.0

1-45 5
B 1 4MEMM «l-AG.CRP.ESR 7k F & FDDQL 43 X
AS BE Hp RERIE RSB M E
Figure 1 Analysis of the diagnostic value of peripheral
blood a1-AG, CRP, ESR and FDDQL score for HP

infection in AS patients
3 it
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KUKV . % IEIRES RS Hp R8P A UB
JSC T AR SN, 45405 P B A, 3 AR KT
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ST HE AT IR GRS BITAS RO PE 0 2 A AR B L (H
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FDC IR A2 R 16y S IRTR IS5 A ¥ 8o B
WAk e B ER

[ E] Bry HiTEERRE &6 7 (FDC) B4 22 AR U B3R )7 B 1A 1k P I 45 4% 197 3.
FiE PEE20184F 9 A FE 2019 4F 9 A AR CE Y 74 11 3675 B 45 4% Ve IR oE %t 42, 3% IR B AL 4k
FRIE LN (n=37) FXF BRAL (n=37) , X BRALfili ] FDC 3397 , WA 41 R H FDC BX & A2 S 0D B3R
I7 o PLECTAZ P B B % kRO TR RIS LT 18 /8RR 1 (A/G) LU B -4/ 2 -10(IL-10)
HANM A E-18(IL-18) e PELhfg R R R A B R, &R WA AR A kR 57 R
81.08% .86.49% , ¥4 75 T XF WAL 1) 59.46% 64.86% , 2= 7 HAT e it24 35 X (P<0.05) s WELLH G YT 5 I &
H A/G HE R F 5 R4, TL-10  TL-18 K SE T30 R, 25 738 5 A Ge it 24 8 L (P<0.05) s MR YT
J&i CD,* \CDy" \CD,'/CDy" ¥ 15 T4 B84, 22 7 HA G247 L (P<0.05) s LA K& R KA R e i 22
TG B X (P>0.05), 458 FDCHGA A2 AU D B AR TH8 R B 5% 5% g kE IR IAC 3R, ;538 i 5 2K 14
A/G HAH IL-10 IL-18 /K, P35 e T BE

[X88iR] AEFYE; LRI, MeEE AR %EEe; nigEA

Curative effect of FDC combined with levofloxacin on re - treatment smear -

positive tuberculosis
WEI Huasheng™, PAN Hongchi, RAN Mei, WANG Pingfei
(Department of Respiratory Medicine, Dazhou Central Hospital, Dazhou, Sichuan, China, 635000)

[ABSTRACT] Objective To explore the curative effect of fixed-dose combination (FDC) combined
with levofloxacin on re - treatment smear - positive tuberculosis. Methods  Seventy - four patients with re -
treatment smear - positive tuberculosis who were admitted to the hospital from September 2018 to September
2019 were enrolled as the research objects. They were divided into the observation group (n=37) and the control
group (n=37) by random number table method. The control group was treated with FDC, while the observation
group was treated with FDC and levofloxacin. The negative conversion rate of sputum bacteria, absorption rate
of lesions, serum albumin/globulin (A/G), interleukin-10 (IL-10) and interleukin-18 (IL-18) before and after
treatment, immune function and incidence of adverse reactions were compared between the two groups. Results
The negative conversion rate of sputum bacteria and absorption rate of lesions in the observation group were
81.08% and 86.49% , higher than those in the control group (59.46% , 64.86% ) , the differences were
statistically significant (P<0.05). After treatment, serum A/G in the observation group was higher than that in
the control group, while the levels of IL-10 and IL-18 were lower than those in the control group, the
differences were statistically significant (P<0.05). After treatment, CD4 ", CD8"* and CD4 /CD8" in the
observation group were all higher than those in the control group, the differences were statistically significant
(P<0.05). There was no significant difference in the incidence of adverse reactions between the two groups (P>
0.05). Conclusion FDC combined with levofloxacin can increase negative conversion rate of sputum bacteria
and absorption rate of lesions, improve levels of serum A/G, IL-10 and IL-18, and regulate immune function.

[KEY WORDS] Levofloxacin; Re-treatment smear - positive tuberculosis; Fixed - dose combination;

Immune function; Serum protein

AT A W gEATAHFZHRLR A (190428)
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*ABAFHES  #4e & E-mail : jinmouna6854@163.com
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S 36 U Bt 35 A 2 i R 5 DL 1) il 235 A% 9
S AT JR L 2 e 1 IR, SEAX A RO T R
TR RYYIR T IR TR P 45 A% B AR AEAN R
T 1) B 38 T B AT B e e 0 282 25 L, ™ i e 3 R
YBR[ e ] i 2 G i 5 (fixed-dose
combination, FDC) &G Y7 & 1A Tk Bl 45 4% 1 % H
Jr 8 HIBITRCRANERAR S Il R 5E & 3, FDC
B 20 SR BLIRYT IR IR BRI 45 % BA B i
HITROR Y . I, AW SRR FDC A A2 AU
T B 52 30 T BRI 25 A% B8 3 s B AR kAR
(serum albumin/globulin, A/G) L1 | FA4H A% -10

(interleukin-10, IL-10) F1 [ 40 4 41 2% - 18 (interleu-
kin-18,1L-18) /KA 52 , PR 25 AR5 T .
1 AP5HE
1.1 — R

BEH 2018 4F 9 A & 2019 4F 9 H AR B2IIE Y 74
B IE VR P45 % BB AE AR 4, i B
¥ W BEHL R 7 3R 1 M B 2H (n=37) A X} HE 20
(n=37) , Il — R LB 22 7 g 124 L (P>
0.05), W 1, ARUFFEIRGARPE EABBEZR R &
HEAE

F1 WA-BABPELR (x£s)

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

13 ) P () AE R 1$Jﬁgfz‘§;fﬁz T () 123 T H I AE (1))

5 @ (%) (kg/m?) ™) A I

UK =22) 37 20 17 46.85+6.41 23.16+2.87 4.37+1.02 2.04+0.31 15 22

X el 37 22 15 47.16£6.79 23.54+2.34 4.02+1.18 2.12+0.36 18 19
A= 0.220 0.202 0.624 1.365 1.025 1.295
P& 0.639 0.841 0.535 0.177 0.309 0.255

P AFRAE : DFF A (WS 196-2017 25895 53 2%)
TAEATFRHED s @W17R R QA AT i [i]
>1 4 H s @I 259697 5 9 i L T © 45
GAK A2 ©3 A H N AT Z G 875 Hil571A
J7 ;s LSRR X 22 AR TP AN 2 ; @ 45
BAEFE A . HEBRRUE : QXA T 25 s
QE I SRAE G AR B Al A
ik O/ I E T UIReRERT | B MiE & ; @F
JERE A AN IIREB A s QIR TR 22
1.2 Kk

X} B4R A FDC 697 fifi i 2HRZE/AHRE (H :
SEMRE, R R4, Z: LR IEE B SR T B ) &
HUAIT 7 %8, 2 4 s A At T S50 Bk R ik
VR | £ T REIR YT, A A H IR 3O 1 S5 0k
PR R T BEGYT o Hod, Uk (A7 2w
AKEEZ5L A BRZS ], B 25 4E H11020585) ,0.3 g/d ;
FIAR T CHE 77 28 ) < I8 e L 24 A A BR A Wl
[l 25 i 7 H43020015) , 0.45 g/d ; AR E Iz (A 772y
A TR AR AR 2], 25 MESE HA1022614) , 1.5
g/d; Z i T WE(A =00 m) R S R 25 A BRI
[ 245 Y 7 HA3022180) ,0.75 g/d, WLELLH 15 it LAl
A LAY IR YT A 2HRZEV/AHREYV Jf
28,20 AR I et FH S K R AR ST R P A
WG T A2 R BB TT 4 H DU I

Pl R B TR A 170 I Sk = R U= RT= TS =K )
TR (=Nl AR = 2B AT BRA A,
H20113333),0.2 g/d.
1.3 LS bR

OFERIT G 6 A X B TR IR B fie
Bk T REIR T B R kbl . FE bR
P 8 TR B A 5 e R IR 3 o R IR A R = (T
W+ W0 /351K < 100% . QT 4 VAT RiT I Il
8 1 A/G IL-10 . IL-18 Y He 85 s @ P4l TG
G RETIREN L3 s PR B & A SR A LR
1.4 Geitorik

5 FH SPSS 21.0 B AF 47 Bt 3 B o 1H AT
B n (%) Fon IR LR 2 K50 5 1 F & %Rt
R (x+5)267n , BIALIA] HACR ¢ 4 56 41 9 2R
SNK-q 556, DA P<0.05 WZESA G #E X,

2 R

2.1 PRI % o kR Y L

L5 21 95 AT 9 2 e ek I AR 1 R 1 X R
A, 2R BAGIEE L (P<0.05), WLFEK2,
2.2 PHLLIAYT AT L35 8 1 A/G IL-10,IL-18 11y
Fbd

WAL 97 I L35 35 A A/G B3R T T TH e, B
WA = TR, 22 RA G EE X (P<
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x2 MARAREER FLEBRBERMLE [(2(%)]
Table 2 Comparison on negative conversion rate of sputum

bacteria and absorption rate of lesions between the two groups

[n(%)]

ZH 5] n P TR I 2tz % RN AN E S
UK 24| 37 30(81.08) 32(86.49)
X iR 2l 37 22(59.46) 24.(64.86)

P! 4.140 4.698

P1E 0.042 0.030

0.05) . PIZHIAYT G IL-10 IL-18 /K V- %% T T Fi 1
REAG, ELWESAIR X IR, 2 R A S E X
(P<0.05). W33,
2.3 WHALIRIT RIS R DIRERY Hhig

WiZH 597 i CD,".CD," .CD,"/CDy #5225
Giit e X (P>0.05) . WZIEY7 5 CD, . CD;" .
CD,'/CDs 887 A ¥ FH iy, HOWER 4 e T X5 iR,

SYEA SR X (P<0.05), WK 4,

®3 WHRTHENEER A/G.IL-10.IL-18 BILLEE (x=s)
Table 3 Comparison of serum A/G, IL-10 and IL-18 between the two groups before and after treatment (x +s)

- . MIHE A AIG IL-10(ng/mL) IL-18(ng/mL)

) NEREgil] BT IR NEREgill] BIT IR NEREgil] BT A
WM EEH 37 1.09£0.31  1.34%0.18"  34.52+4.16 16.96+3.04° 274.85+21.87 102.63+17.45°
POpilEE| 37 1.11£0.35  1.22+0.21°  34.01+4.38 23.35+3.87" 271.49+23.98 184.85+21.68"

i 0.260 2.639 0.514 7.898 0.630 17.971

P 0.796 0.010 0.609 0.000 0.531 0.000

T 5 R AR RIG YT HT LA, *P<0.05.

x4 MARTHERENRERLE (xxs)

Table 4 Comparison of immune function between the two groups before and after treatment (x +s)

- . CD," (%) CD;' (%) CD,'/CD,’

B IRYTHT L] TRIT T NELAdE IRITRI NEEAd
PS4 37 402.63£63.59  689.21+£72.95°  286.52+27.84  398.85+34.21° 1.42+0.32 1.75+£0.27
X RE 2 37 406.89+61.34  593.47+66.49°  284.92+28.37  367.51+31.52° 1.44+0.35 1.59+0.29°

HH 0.293 5.900 0.245 4.098 0.257 2.456

PiE 0.770 0.000 0.807 0.000 0.798 0.017

- 5 RARITHNAYT AT AL, *P<0.05,

2.4 WA RN EA R
W 95 iEAIE ks HFIIRESH DB

ANREAR LB ER LG22 L (P>0.05),
L5,

x5 MAARRMEERMLLE (n(%)]

Table 5 Comparison on incidence of adverse reactions between the 2 groups (n(%)]

2151 n 9% i 18 AN Sk S RE S RIAIIN A1t
WELH 37 2(5.41) 4(10.81) 1(2.70) 3(8.11) 1(2.70) 11(29.73)
X iR 2l 37 1(2.70) 2(5.41) 2(5.41) 1(2.70) 2(5.41) 8(21.62)
718 0.637
P1E 0.425
3 it -V SRR T IR YT, I R YT 00T AR 15 3 T

Jil 35 A% e S e S A% 0 BT B BT B TR A 1R 1%
Qepdn o S TR BT ES A HAT L gebh o i it
SRR T, R AR 2 M LA AL 25 1, X R
R ™ S SR U BEU 4 A S A A T
TE T 25 WU, 2 B B AR QLR o BB Bl PR3
J7 5236 Ui F I 45 A e ML R TS M . £ M T R

W PR SRR S T S0 T SR TR BH 4G
N T4 A% B 7 I A A B A4 PR A1

ZEAA TR B SRR B RO AR, B A
I WO A AU M | M 2R R R A
s, FLUU BT PR SR TR B Y A, R R
A FR M T R BT A K o I PR ATE S e B, 7 480
U0 B T LLBE A 10 1 45 % 20 BORT 1 % I v 3% 1k



NTeW SR E 202049 5124

o] J Mol Diagn Ther, September 2020, Vol. 12 No. 9

+ 1275 -

A R0 B VRIT 45 A% 43 R TRT 1 388 L 3 oA T S 45 A
FAFoR, RAERKEVERH" . #REEF IR A,
e S D BT DA BIA I 4 A R RS L B
9o b IR A 38 K 8 T I B R, LA R IR I DR T
R, AWFSE A gk LR FDC B 22 AR BRTT
REME L TH 8 B B % % i kWK LA R B AY I
IRITAL o Ay BT IR Ny 22 SR D BLIE & FDC IR YT
AN TEAE i 250 , 1 HLRE & 30 FIAVE T, 28 0
WESEEATEREE P E ALY S, S B H
Je HR A P BE S 4 e A= 2l AR A6 R T FDC %545, K45
YER o BEAh, I 3K 8 1R 22 R0 B 45 A R D
I, 22 VD B B BRI 28 B 1, T LB A
ML FENLIRL I ) iz A7 A, R 45 KR S5 4%
FERERIPER

I 2 11 A/G B2 S A A S ERE T L
{8, VAR 15 RRE ROWAR G, R 1A e LR
AH & R RE 4 i ) VB T 2 814, S 80K R
R o I R 98 4 30, il 45 4% B8 3 Bk 3R 1 KO- B e
55 G2 T 2 T v o L S AR ST R, I EIR
AT, HUA Thl/Th2 PR F5 35V, HLAR G 45 4%
SRR G , A TR . Thl 4R AR S5 R
MIVE T SRR 2 28 IR IL-18, i il 37 IL-18
IRV 58 5, Th2 4i i 25 R A% B IL-10, L
TR TE TL-18 7KV, 1 1717 Jon i il 38 4 i F o7 - AR AL
22 ARG R I, A SRR UD AL RE R T i 4 A R
F 4 PER T3k , 2 7F Th1/Th2 YK &2 shZ55FA . A
R a5 E R as R —5, #W FDC B & 42
AP R BENE TR MY A/G IL-10 IL-18 [ FE ik,
B HLR SAE RN o ] BE IR R A A 2 SR TP R Y
VERIR , 4542 4 SCOFF T 1) 388 ot it 32 2 4 il ffE L
PR JAE SN A5 B G2 ik, (88 KT LT A/G
(HZEW T R 28 K IL-18 K 8 TR, Sl T
PRALIA Th1/Th2 (9 8l AP, #9 4 F IL-10 7KF-
W IR

g LT 78 B iR TR PR S5 4% /96 97, FDC
A 70 AU YD B BB 8 18 T8 TR B 53 i ek i i
R MERAE SN, PE T R TIRE

S 2% 3k

(1] SRAERS, X0, B PHIE | IFN-y . IL-6 . SIL-2R 7E ) 14 B il 4%
1 B LS AR X FE [T ). i Fi2 Wi 5097 24,
2020,12(6) : 777-780.

(2]

[10]

[11]

(12]

[13]

[14]

[15]

[16]

[17]

BEE, RAS . aRAGTE IR S B R TIRIR T SR TR B
I T4 A% R B3I T 7 ORI 9 1 A R 7 % s T R A
S [ RAN S E BEAE A, 2019, 18(23) :2524-2527.
ZRA, PRARLL . e fi T KT SRR 7 3DTZE/9DTZ J7 58 %)
IR R BT 25 4% 58 38 R RS0 B T 20 M S A 7K P 1
S (T]. hE Y SIRR, 2019, 19(9) :1488-1490.

. 2R BRI R B S5 A% A5 i R 78 R 22
SV [T P EHITRBIA A, 2019, 34(6) : 704-706.
rprie B3R KT A R A B4 . WS 196-
2017 £5#% 9% 4325 EB/OL J. 2017-11-09.

WA E, 224, WA, % . IR IKER S BUas 2507
SRR BRI ES BT MOWER [T ], W R R, 2019, 30(19)
2539-2541.

Dangisso MH, Woldesemayat EM, Datiko DG, et al. Long-
term outcome of smear-positive tuberculosis patients after ini-
tiation and completion of treatment: A ten-year retrospective
cohort study[J . Plos One, 2018, 13(4) :e0196432.
THE, ZHEH, ERL. BMERKS A AR RIRIT
SR Uik PR 285 A2 00 7 3003 B (0 ). 1 DR R 92 30 2 2 2% 3
2018, 17(17) :1875-1878.

EWEE, X, R, L mIRT IR IR A R E
i 2553 [T ). s E#AE B2 | 2018, 18(6) : 572-575.
W, sk, SRmEe, A5 AT O BINE AT AT AL
AU BT 25 A% (8 e R AR (LT ). o By B 235, 2020,
42(2):108-114.

SR, VEUL, SRS M A IR 5 B 22 S R R /e
SR BEIR T TR 24 10 45 4 07 8 ML) A3 A LT . b =
2, 2018, 24(8): 1304-1307.

Garcia - Prats AJ, Draper HR, Finlayson H, et al. Clinical
and cardiac safety of long-term levofloxacin in children treat-
ed for multidrug - resistant tuberculosis [J]. Clin Infect Dis,
2018, 67(11):1777-1780.

WERZE, WM, R ER . & AR BALTY T RIRIT A
TR IR R PR I 25 B2 A i R (B0 ). A 3 B2 22 S e R
2019, 16(10) : 1425-1427.

Li HC, Guo HX, Chen T, et al. Potential genes related to le-
vofloxacin resistance in mycobacterium tuberculosis based on
transcriptome and methylome overlap analysis[J ]. J Mol Evo-
lution, 2020, 88(2) :202-209.

A, JRDNRAT . TOARATE F#E A SRR E A AR A
J% 3 U PP (B [T ). SN EEAE 2, 2019, 35(5)
783-788.

R, RE, AL, AR 2 285 R B K S A I Th
Th2 . Th17 40 Ko F A0 K 5 K A2 B (1] I AR BE 2,
2019, 59(26) :76-78.

MR 2L, I . A SRR B AT Il 45 % A A I IL-6
S IEN-y K-y 2 (3], b B AR 25 20, 2010, 36
(11):91-93, 97.



- 1276 - T EWiER T4 20204E9 4 45124 4591 J Mol Diagn Ther, September 2020, Vol. 12 No. 9

(4 =] Hedgehog(HH) 5 il MR e dEIRNIG 704k L R 48 % B MALZUE 2 i B 245 516 3 R4
AR AR 2 M SRR 7 S R A AR A AT 52 e 1Y S O o RS I B S O T S BUR
BEAG S 4 BB . HHTIACY, %ﬁi%ﬁkﬁlu%ﬁbuﬁﬂﬁlﬂﬁ(ﬂngréﬂiﬁﬁﬁ Hi 1 240 LR D A S
PRRE A5 ) B4 B A Rt e 45 A AN Al AR VR o S8 T HIHL G S i D3 9 2 LI A% e i X e 8 6 AL
AR R A B AT AR DAy 0 X PR (A 19 I 8 ) T 43 7 \,/\EﬁkﬁHHﬁ%E’Jﬁﬁ*ﬂﬂio
SRR A IR AR AL S IR A S AR R AR, A SCERIR T HH {5 538 R DA ) SRS S
SO RGP e 8 A VA T T A B S0

(K887 ] Hedgehog {7 T il ; M ; W EEAL; FULEfE

Progress of research on epigenetic regulation of Hedgehog signaling pathway in

malignant tumors

GAO Qianwen, LIU Taowen*

(Institute of Oncology, Department of Oncology, Nanxishan Hospital of Guangxi Zhuang Autonomous
Region, Affliated Nanxishan Hospital of Guilin Medical University, Guilin, Guangxi, China, 541002)

[ABSTRACT] The Hedgehog (HH) signaling pathway is a vital signaling system that promotes
embryonic differentiation, phylogeny, and tissue regulation. Mutations, non - canonical transcriptional
regulation, and epigenetic changes can cause aberrant activation of this pathway. It has been confirmed that
abnormal activation of this pathway can lead to developmental disorders and various malignant tumors. This
pathway plays an irreplaceable role in the development, occurrence and progression of certain malignant
tumors, such as basal cell carcinoma, medulloblastoma, and rhabdomyosarcoma. Considering the particularity
of the mechanism of the epigenetic abnormality of HH pathway members, and the potential for therapeutic
targets, in certain malignant tumors, such as leukemia and gastric cancer, the HH pathway has become an
important research topic. In order to provide a new understanding of the pathogenesis of malignant tumors and
potential therapeutic targets, this article reviews the epigenetic abnormalities of members of the HH signaling
pathway and the research progress in the regulation of malignant tumors.

[KEY WORDS] Hedgehog signaling pathway; tumor; methylation; epigenetic
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