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[ E] s fed A8 R AR I T I X TR E RSB 12 KT R S I PR A 7 o T2
TS DU A ) B[] SCF A2 P41 (CRISPR) FR Gui DA kS HLAT T2 1= 2% g FH VS o 118 308 F 780 5 DS 4
T H. LA, 1T CRISPR/Cas F 56 i 4 19 7R 106 1 AU FNARR S5 17 0k & FH 0 SR A ARG 0 f g
WIS AT IR A5 PE (SNP) ST 55 o AR SCAEHG A48 T CRISPR/Cas 28 G % WA 4 A B FL v I E e

[3£481A] CRISPR/Cas RG0; AZRATI ; Jo5 R AG I 5 Jis 12 Wy

Applications of the CRISPR/Cas system for nucleic acid diagnostics

LIU Xiaomei', WEI Shuangshi'*, YU Nong**

(1. The Key Laboratory of Bio-Medical Diagnostics, Chinese Academy of Sciences, Suzhou Institute of Bio-
medical Engineering and Technology, CAS, Suzhou, Jiangsu, China, 215163; 2. Department of Laboratory
Medicine, the People’s Hospital of SND, Suzhou, Jiangsu, China, 215129)

[ABSTRACT] Methods that enable rapid, sensitive and specific analyses of nucleic acid sequences are
of great significance for precise disease diagnosis and effective clinical treatment. The clustered regularly
interspaced short palindromic repeats (CRISPR) system is considered to be a universal genome editing tool
with a wide range of potential medical applications. In recent years, due to the high flexibility, sensitivity and
specificity of the CRISPR/Cas system, it has been developed for pathogen detection, early tumor diagnosis,

single nucleotide polymorphism (SNP) analysis. This review provides an overview of the nucleic acid

detection technology of the CRISPR/Cas system and its application progress.
[KEY WORDS] CRISPR/Cas system; Nucleic acid detection; Pathogen detection; Tumor diagnosis

A 1987 4E4E K % #F1# (Escherichia coli, E.coli)
Hh ke BRI DU 5% 1] i e [] S 52 1 81 (Clustered
Regularly Interspaced Short Palindromic Repeats,
CRISPR) LI X Ay JUIHC I DR 24 25 8 MR I
T U ) BE Rl 5 A I PR A R TR 2
AR ABRRY iy 40 T Y SR A0 L TR A B CRISPR/
Cas R4, i K T-15 5 RNA 9 DNA B RNA #
PR 15 1 B (R B X Sh oA 3 A ST 1 Ao IO 1 B
TRAP ARG 2 SMIEAZ IR Y51 > CRISPR 2[4
JAE H H A P A 2H N, R B 29 20~40 bp , BRI []
B 20~58 bp [ [EIFE T-FaJT 7. CRISPR &[N AR T

EARA s g RFF A28 B (BK20180224)

ViR gty Cas 25 T4, 1 L — S8 88 1 5 L i
I A5 DNA B A 5™, 8 DNA SUTUR B IR
AL , B9k Cas 2 ARSI HR AR E T2
() R i o AN SR AR 7 £ 55 2 CRISPR &
4, )3 S6 7 51) 25 7 4 % S A B CRISPR RNA
(crRNA) , H-5 Cas SR TILE 5%, 1E crRNA
ST IZE SYT 48 'S crRNA 5% # DNA 2 [i]
SEERIE A, i HEAL SR DNA (1753245,

bt & B 5% B9 3% A R A, A AT X CRISPR I
CRISPR ¢ (Cas) & M Z5 I L L DI RER T IR
()T i, e LA A PR G | ik e il R 2R il A 22 il

VSl FPEAMAFRAMNEDESF TREARFRH, PERFREDEFLEEREEERE 5, 5 M 215163

2. BN S REARERAIRA, TR, M 215129

*IBAZAE A I, E-mail : weiss@sibet.ac.cn; TR, E-mail : yunong78612@sina.com
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WP AR ZE RN Cas B o MG SR 19 2026,
CRISPR/Cas 2 Gt 43 H A~ EE A K2 S Fh A
PR A8 A, H s —28 1Y Cas TR 2 4L
WO EEY, 45 1 IR Cas3 . AL Cas10 ., IV Y
[ Csfl; 5 — 281 Cas 25 N HF AN A, £
F5 T AIAY Cas9 . V A Cas12 Al VIAY Cas13 2517,
CRISPR Z 4t K HLAT A7 230 19 A% 12 1R 1) 1 44
fiE 77 B [ A A 34, BB E W R R R AG I B A7 0 T
H o WS 2R R 2L S 45 CRISPR/Cas £ Ge 7 K6 v
() JLF s PR, B LA A G o it e e i R 12 Wi
F R PERE | BT R IZSTET S N R RIS %

1 ZERNPRE Cas BH

1.1 Cas9

CRISPR/Cas9 ff) TAEJFHLE , Cas9 551 5 RNA
(guide RNA, gRNA) Pp[A] T/E. gRNA 61 & —4
CRISPR RNA (crRNA) , H: 3" % 55 tracrRNA fit X ,
crRNA [ 5' 1if 55 ¥ifi J& DNA (19 #0 )% 3] , Cas9 $IUfE:
tracrRNA, T i — 0 & &K . Xl Cas9 a] DL
crRNA #3515 |3 25 DNA 20 F I B H X (R[] B
JF51) o crRNA 5] B 77 51) 0 C X R DG FE A 55
& DNA #5531, I i Cas9- gRNA-Hij 8] B /71
=ICEAY .. BT TR S RN AR T 51 A 4R
3 ¥ (protospacer adjacent motif, PAM) ) f7 7£ ,
crRNA H #5551 0] 48 5 Cas9 Y E| 7 8] b 5 51 H
2% DNA £ (Bl 1A) o N T J7 {8 847 35 [ 24 4
crRNA Hl tracrRNA $ BT A BN G, BR W B [6]
F RNA (single guide RNA, sgRNA) “*, 2016 4F,
Keith Pardee 25" " YRIR3E T —Fp LT CRISPR/Cas9
(17 9 R S PEAZ R Bl 1% P R B, I T 28 R
BERIN AR A HIHOBAZ IR Y 54 3R (Nucle-
ar Acid Sequence Based Amplification, NASBA) ,§"
Ha SRR A T R 72 ) XsE DNA VE R Cas9 2 R N VI i
FIEH , 2R CasO YIHI T 1% dsDNA r[al{4, &5k
e sy FE AR RNA T EE B AR A AR g D)
H 7= A SE R ) RNA, TG Toehold [ o $EAR
RNA 719K I 38 1 4% £ b 19 23160 A8 1k ok 48 7w ([
2A) o ZHORA] S 3 B B 22 S (1) 28 R
FEREAR, 1 AN R I AN 3 [ Zika AR4A 10 DX A9 AN R 1)
Zika AR T] FFHE R 43 A o SR G A e T

BEJS , DTSN BAHEEIT A& T CRISPR/Cas9 545
B B4 )2 W (Exponential amplification reaction,
EXPAR) fl7& # §" 1% (Rolling circle amplification,

RCA) #H 45 & 1 15 B f50ORN e S5 1 0 A% 18 il
#% o Huang A H[W] 394 CRISPR/Cas9 V)| 5 EX-
PAR Z5 51— &, $& il T —Fh K CAS-EXPAR 1Y
ML TR AR WAL O . 7E PAM 2B S
72 (PAM-presenting oligonucleotide, PAMmer ) {4 1/}
B, B ssSDNA B RNA 76455722 47 25 V)], LR TiL
B B, X 2k Bl 51 9 7E H LS 3l EXPAR i
P2, T P2 4 = Y ds- 1 ssDNA 74 7. EXPAR
5 K R 8 K0P 18 BE 1 CAS-EXPAR f443 H7 72
JEIRE T 0.82 aM, HLHE S PETT S , CAS-EXPAR
AL DL DX 4346 35 T D0 B0 A A5 0 i SE A5 T, TRy
% L 23 BH A% EXPAR 19 51 1) ZE 1, DT T B 32
%, CAS-EXPAR AR & U 1 ] T 5 4% 4 it 1
A 25T B mRNA ARG
1.2 Casl3

Casl3 J& — Ff RNA 5| T 19 ¥ b % 2 i
(RNase), Casl3a 7EAHN Y crRNA 5| 5T, 557
PED) B2 A T AMA] B 51 B L EE RNA (ssSRNA) .
1M 5., 454 2] ssRNA ¥R 5 , Cas13a £ [ HEE I
Ak A AR R S P P9 DI, X BT AY I # AR ssSRNA
FLAG BT 9 24 5 1 (] 1C) >, 2016 4, East-
Seletsky M H:[A] 55 5 R 221 FH LbuCas13a £ il Wit
P& ARNA Al JEPE B-L3I 85 H mRNA, Casl3a
Bl ssSRNA BUFR IS | S5 1 B A T 2 6V K5 AR il
%) ssSRNA (ssRNA-FQ) #z 5 FE A, TG i 1 %t
o B RS2 T A FR (Limit of detection, LOD)
IR Z 1-10 pM ARG >

2017 4%, KB VY RGE T L T Casl3a 1Y
“SHERLOCK " ¥ IRiZ Wi T. H.. 156, B 8 41 B 3R
4 TP 1 (Recombinase Polymerase Amplification,
RPA )5l RT-RPA FFEHY 3G , S8 5 4T T7 (RS
X 2R A KB RNA P78 7 X s 18 7t
fith % ssRNA-FQ 2 5 3 [K 1) Cas13 M &ED) &), M i
PRSI (E 2B ) o BN RRAE 3TCHRMA T
1~3 h N2 T Bl B8 /R (attomolar, aM 5§ 107 M)
W B2 1) RNA F1 DNA Fill o (B ARG 12 Kzt
AR 00 1 B 7 T 9 4K T BB RS I (point-of -
care testing, POCT) , [A] it 45 1 Bi] B8 7R 119 R Bk
i HS AR BE , R 0.61 270/ . K , % AT BA
e T 4% SHERLOCKv2 i AL AR B 1
DU A5 A B - (D nl S 80 B4 DY A 5 )3 3 9 Ty
RPA 5|k ¥ Hil 45 By 1y iy bR, NI 7EIL =
BT B R 7K - B 45 ol e B8 0 L P R AT i B
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Cas13a il £ 1) FI ok & %) Csm6 #% g g 16 1 1Y 9 156
U B e UM s @90 4B P 5 R R 12 450 R
JEW] ik 2 aM. B YR U, SHERLOCK A5 it Y
SHERLOCKv2 J& H A aM 2 A% R AG I R F53 An
PAGRELRR S VR Z D0 hE P i H AT AL
A% FR ARG I B2 AR, 33X 6 T POCT L YAt A 736 W T 0
Ji AR G 0 S 2, 0 HGGE P T B A B L AN
5235 1 R AR HIX
1.3 Casl2

225 V-A I Cas12a R G (LARITFR A Cpfl) , 2
H G 7119 cas12a- casd- casl- cas2- CRISPR [ 41 2H
. Casl2afEH & A RuvC NUIZIREFES Fa s, n] -
AE S T W PAM J7 9 LA AT SRR DRI o HeAh,
Cas12, Rl J& LbCas12a, 5 H R DNA 255 Bk
T AR AR ssDNA D) FIWE 4 (81 1B) . DETECTR
K (DNA Endonuclease Targeted CRISPR Trans Re-
porter) fl HOLMES 4 K (one - HOur Low - cost Multi-
purpose highly Efficient System ) 1FJ& 3T Cas12 ffiX
TR ] 350 1) B ssDINA 1) 351 37 17 O &
LT/ B2 13 RPA B RT-RPA 25 4 0 A%
%, SR )5 45 4 Cas12a-sgRNA & 4 913 fih & ssDNA
PENCHE I I ssDNA 19 24 , I 7= A 5 6 (5
5o WK 2C,
1.4 Casl4

Casl4 & —FR/NEY Cas B, KM Ry HA
Cas T MY —2: . Casl4 & (M AE 5 17 0 1) 4R 56
DNA (ssDNA) YJ # , 1 7t 5 PAM i 17 i (&
1D) . IEAb, Cas14 P R 2 fil A | E A4 5P ssDNA
oy F 216 L 2T RuvC il Cas12a™
Casl4a i A 1 %] DETECTR &, LA pli—4
BT ssDNA K illl &2 4t Cas14a-DETECTR., ‘1] L)
TEBA PAM BRI B0 T 47 5 PR L DNA BA% 1Y
iR 2251 (SNP) L) B9 5 DNA Kl

2 CRISPR/Cas % i 2 &t 0 Kz F

2.1 A
211 AFLRIE R R

N F. 3k 9% % 7 (Human papillomavirus, HPV)
J&—Fh Papillomaviridae Z % ) DNA J% 7% , 1] 512
BB DL NIRRT , 0 HR U, T B0 A
Gt B MR B R R UL B SRR RE SR T IR R YA
Hh %5 HPV SEPR AU T8 2 AR 2L 4k T HPV A HE
P RS N O, i ki T —Fl CRISPR-

A B
2y dsDNA Sy
! R
— =
Cas9 gDNA -
) Casl2a
Cc D
gRNA
U ST =
- . e
ssSRNA ssDNA
T of
2RNA

Casl4
Casl3a

 : A-D 7351 A gRNA 5|5 Cas9, Cas12 ,Cas13 Fll Casl4 fi4h 45 1)
LIS I
Bl 1 CRISPR/Cas ZBRIRAIREE""
Figure 1 ~ Schematic diagram of CRISPR/Cas nucleic acid

recognition
A B C
RER / 5
RPA RT-RPA v
DNA ——— \1 o L >OoC
BoRBER 7 ! Lo
dsDNA ><>l<>< == : I
s =
_ o Cas9-sgRNA /\/l RPA\*
U i SOOCTOSC
e
XXX SO PP %§§§§%:x><§§
x =~ FOREEE TOLEE
l,Toehold = Casl2agRNA
— 0 __»
mEEM 009 ,:

FQR&EERE AT
T Al Cas9 A 511 NASBA Kl £ K ; B Jy Casl3a 4 F 1
SHERLOCK #; il 3 & ; C 24 Cas12a 41 Y DETECTR Fl HOLM-
ES Kl AR o
2 T CRISPR/Cas Hy#ZER# il T &
Figure 2 Nucleic acid detection tool based on CRISPR/Cas

4334 PCR(CRISPR-typing PCR, ctPCR) )5 1E, H
J 3 ok —XF Cas9-sgRNA & & #)V] 5% DNA,
SRJG K VI EI Y DNA 208 Bk M sl AR5+, 1
i# 3 PCR 5 qPCR ¥ B4 22 | |4 Cas9 REGi4b,
I SC A 4 3 7 TP A 24 S 1 1Y) Cas12a 1Y
DETECTR KU F- 50 7] F T HPV A
2.1.2 SARS-CoV-2 (severe acute respiratory syn-
drome coronavirus-2 ) £l

21 SARS-CoV-2 5|32 T GHrietfili & ) (CO-
VID-19) &3k Kiifr . #r sl  EM 25 W
SARS-CoV-2 2 Wi X T ik 1 536 7 Fi 4% il 2
KEE, B E 13T CRISPR 12 Wi 5 HE, F]H
Cas12, Cas13 B VT HIRHPETT & ) — R P N
YHE 1Y 7 15 K 46 I SARS-CoV-2, 4, Moon 45 2
18 7 —Fh BT CRISPR/Cas9 £ 4t 1% 1% 12 Wi
7k, IF BT A I Y SARS - CoV -2, pHINT Al
pHIN1 / H275Y KA 7
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2.1.3  ZERZI RO (Mtb ) K il

S5 ¥ 32 R 45 4% 53 BOFE 7 (Mycobacterium
tuberculosis, M.tb) JE& Y 5| 2 (4 1% YL i , & — Tl ™
T AR PR, T A I 45 A2 00 10 O B T
FARRLAS P FL AT S22, U H e B e
Z L IX S FAZ Wi S5 15 . Zhang 5544 dCas9
530 i 4 B — X 32 K B 5t FR i (NFlue A1 CFluc)
() N 3 Fl C 35, 7F sgRNA B35 5 R, 7351 550 DNA
FEANI AR e R B RN . MRS AEAR A B
JEE ) DNA # — Xt dCas9 45 45 i, ¢ Y 2 il 1) 4% 1A
AT ¥ AR o0 el S T LK ' &/ i N SV
T —Fh 3T Cas12a 1 Mtb PR fER I R 487,
2.2 eIz Wr

VI e g3 F YA 20 it A1 8 92 ( Tumor - derived
EVs, TEVs) H:- 4 g & 09 24E Wrbn 4, vl Be &
TE AR A6 v 7 A JegE 1 — B I 19 ik
Li %538 1D R R 25 A TEV 8 AR 138 e
i, 53 F PCR 45 54" 14 Fl CRISPR/Cas12a 5
HF DNA ¥ i #H 25 &, ¥ & T — A Bk by aptamer -
CRISPR/Cas12a 5 I A 47 H2 A, AT PRk |y fif b A
I 1375 Fh AR A M6 B2 ) CD109+F1 EGFR+TEV, 1]
T B 12 W RS PR

MicroRNA (miRNA ) 1 Sy J 5iE 510 il R 12 W
VTR A PIpRic B 12 55 Zhou 4504
T —> 1 CRISPR/Cas13a 3K 5y 1) i 485 20 1 fk 2%
% ' (Electrochemiluminescence, ECL) its i (PECL
-CRISPR) ., H: 1 # k5 miRNA 3% Cas13a ) ZLf#
R h it g1 Y, I il & BE S A FE B 1
ECL il , miR-17 BRI FRIE 2] 110" M,

3 IMNEERE

H£ T CRISPR [ #% R I 22 48 282k JLAE 1Y &
&, B2 Won th B KA, b anmT DL Ak
R RE SR ARBA LS IR 3 B B AT
FH T DISEE 2 E AR . 2R O TR
W Z2 AN, i, EATT AT LR T e AR
1) PR AR, AT S5 3 B IR . BT T
LA TR S A sl PR s A . e
T FH A A9 S 1) 6 7 R DR B A DU ) 4
A 24 it FH %) K50 E RIS TR 5 O S D (S 1 G T ke P
TR PPAT K 0T 8T Ak A= 4 2 M T 5 £ e 1 9 R
PRI D 751 B U 5 o B S AT AR Y 1
FH & 8 U R A T R 3 K (1) Cas B R IR A

Wi I % , #1{= CRISPR/Cas 2 Z¢¥5 h A% i ke i A~
AR EZETH,

S % Tk
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PBMC '} PD-L1 .HLA-B . MRP5 {EME U8 i) ¥ ik
*EEFPE,JIS,JJU\%% &;U\

THEY RER BEHK

(# E] H®  EWIEHMNE M A A1 (PBMC) iR M4 i FE T- B M4 1 (PD-L1) . A& [ 410
PrJR-B (HLA-B) . £ 24 it 25 A ¢ B 11 5 (MRP5) £ M A ZL s o7 i B h i sh S R R L. ik
FEICOR L AT BB 56 122 467] i 8 L B A8 3 AR T 7 25 R 4 JRIVPAS T8, 43 A A (74 f61)) 55 JE sk
41(48 Bi]) , ey i B v 8h A5 Wil PBMC ) PD-L1  HLA-B .MRP5 mRNA 7KV, 7 Hr HlG K& S, & §
BT 1AYTRR T 45 95 PBMC ' PD-L1 . MRP5 mRNA /K% T 507 T , HLA-B mRNA /K- T 7
HI (P<0.05) ; F5 24T 1 A7 2 iFF 45 31 5 PBMC 1 PD-L1 . MRP5 mRNA /K V-1 T C4k 4l , HLA-B
mRNA /K- T IR, T B S5 7807 45 95 PBMC ' PD-LI \MRP5 .HLA-B mRNA /K - 25 i 4 3 {1 125
T I 2H (P<0.05) ; PBMC H1 PD-L1 \HLA-B .MRP5 mRNA 7K - T80 Fi 5 7507 45 o I 25 1 26 %o {8 52t 1F A
% (P<0.05) ; HUT RIS 07 45 45 PBMC H PD-L1 \MRP5 .HLA-B mRNA 7K - 24 i 4 SHE 57 8% % 1IE A0
K (P<0.05) ; PBMC H' PD-L1 \HLA-B .MRP5 mRNA 2 {H 266 XHE A FL 7 21 AUC 4 0.951,95%CI
0.906~0.996 , UKy 91.67% , 15 5 i}y 91.89% , AL T £ H8 bR A il (P<0.05) . £51% WD FL A ik
J7 it B 3 A W PBMC h PD-L1 .MRP5 . HLA-B mRNA 7K 78 4k 15 i A Ay I A TS 7 3550 H6) o 7 3%
12,48 BT M BRI Y R R SR

(X8R ] MBIZURE; BUT; SME MR FP st Tl ik 1; AR A 4niEdiR-B;
Z AT 5

The dynamic expression and significance of PD-L1, HLA-B and MRPS5 in PBMC during
the radiotherapy of advanced breast cancer

CUN Qianying*, ZHANG Sirong, TANG Enyue

(Department of Clinical Laboratory , Baoshan People’s Hospital, Baoshan, Yunnan, China, 678000)

[ABSTRACT] Objective To explore the advanced stage of programmed cell death ligand 1 (PD-
L1), human leukocyte antigen-B (HLA-B) and multidrug resistance-related protein 5 (MRP5) in peripheral
blood mononuclear cells (PBMC) dynamic expression and significance during the radiotherapy of advanced
breast cancer. Methods 122 patients with advanced breast cancer in Baoshan People’s Hospital were selected
and divided into the effective group (74 cases) and the ineffective group (48 cases) according to the evaluation
of the efficacy 4 weeks after the end of radiotherapy. During radiotherapy, PD-LI, HLA-B, and MRP5 mRNA
in PBMC were dynamically monitored to analyze its clinical significance. Results After 1 course of
radiotherapy, PD-L1 and MRP5 mRNA in PBMC were lower than before radiotherapy, and HLA-B mRNA was
higher than before radiotherapy (P<0.05). In the effective group, after 1 course of radiotherapy, PD-LI, MRP5
mRNA in PBMC was lower than those in the ineffective group, HLA-B mRNA was higher than that in the
ineffective group. The absolute value of the difference between PD-L1, MRP5 and HLA-B mRNA in PBMC
before and after radiotherapy was higher than that of the ineffective group (P<0.05). The absolute value of the
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difference between PD-LI, HLA-B, and MRP5 mRNA in PBMC before radiotherapy and after radiotherapy was
positively correlated (P<0.05). The absolute value of the difference between PD-L1, MRP5, and HLA-B mRNA
in PBMC before and after radiotherapy was positively correlated with the therapeutic effect (P<0.05). The
absolute value of the difference between PD-L1, HLA-B, and MRP5 mRNA in PBMC predicts the efficacy of the
AUC of 0.951, 95% CI of 0.906—0.996, sensitivity of 91.67% , and specificity of 91.89% , which is better than
the independent prediction of each indicator (P<0.05). Conclusion Dynamic monitoring of PD-LI, MRP5,

HLA-B mRNA changes in PBMC during radiotherapy of advanced breast cancer can be used as a potential way to

predict clinical efficacy, which is helpful for timely adjustment of radiotherapy regimen and improve the efficacy.

[KEY WORDS] Advanced breast cancer; Radiotherapy; Peripheral blood mononuclear cells;

Programmed cell death ligand 1; Human leukocyte antigen-B ; Multidrug resistance-related protein 5

agiit, FUMYE A R E T kU RN Mot
I A, IR AL ST 1 5 A AR AR AR 27 %
R, AR, BEE BT ORI | TR A
TRAAEARDAR B 5 25 08 o (H R 7E 7 SRR
J5 AT e B2 S B, AT S SO0 T 8508 3 B
£S5 R4 AT B4R 1 (Programmed cell
death ligand 1, PD-L1) i B e ZLIE P AFE TG 1, 2
&g e T . A A4 -B (Hu-
man leukocyte antigen-B , HLA-B) 5 J& L Fifi
A RAENEZEN R BRIESE, WEAL T R 2
2yt 245405 & FH (Multidrug resistance associated pro-
teins, MRP) , .t MBP5 2 5 i 2% £E i, -5
TR —ERR BT =E T oT
TR B WA (BT e = IR IR . AL, A%
ARFT S E M2 41 Bl (Peripheral blood mononu-
clear cells,PBMC) H PD-L1 ,MRP5 HLA-B 7 i 1]
FLAME TR B S FGA SO L AT,

1 BREFE

1.1 —RseR

VEEUS LT AR BE B 2018 4F 1 A & 2021 4F 1
A 122 51 i 9 2L e AR A L TP AR I T 38 A i
(52.17+7.61) % ; P4 o i 15 50T 1 (22.06+1.81 ) kg/
m?; I R 309 . B 353 72 f61), IV 39 50 1 . 49 A bg
1« 1 28 g ARG A ik 5 Oy FL R 5 B B A O 48
fE s A M E B A, T AN R . HEBRAR
HE - 2 5B T 2 BUME e M RIG YT
A H B e MR e 28 P ™ E R
LEURM LA s BT IR RS . A
FAARGACHZ L S it
12 Hik
1.21 JRITITE

JI A R AT IOT , SR B 4% 6 MVX

S5 9 MEV HLF2e AR g 73 1] i RS A0 4
B 2 T DX, R RI o 2 Gy, 5 W, B L
250 Gy, LL21dR L7 H, o7 2 7. T
ST A AU A VAT R, e ig ko0 AT % et
] =4 Ji Ry 58 G s IR L4/ NMIEE=50% , H A
SEI [B]=4 J&] 5853 G ik s A T 580> e ik S ik Je 2 [
SRGE s IR KR B =25% itk Jig . e g%
fift R EARINAA B R RN ATCR ™,
I3 AR (Ta45) 5 IR (48 491)
1.2.2  KWJrik

RAEHR KL 30 mL, JF R B, R H] Hark’s ¥
B 1%, 2218 3 NycoprepTM1.077A ik 2 4
Ji A B L, B AR EE 2 000 t/min, B0 20 min #
O2EAR (13,5 cm) , U] 2, 42 U PBMC,
K H Trizol % fi PBMC, #& B RNA, ¥ % 5%
c¢DNA, % ff] Real-time PCR Master Mix kit 47 5C
A} 2¢ 6 a2 1 2R A i 4% /2 Vi (Real time fluorescent
quantitative polymerase chain reaction, RT-qPCR ) i
W, 5190 T IS A R B BB 0L, g
4. 95%C 60 s,95C 15 5,40 MEFF , 60T 60 s.
KA Ce AR <€ & 704 PBMC ' PD-L1 \MRP5 .
HLA-B mRNA ik &
1.3 Gitrik

K FH G811 24 5k 14 SPSS 22.0 A4b BB , 11
R4 A A Hoas Ty 22 55 M B RUIR M IE A, PA
(xxs) R, Z A1) LR AR 2 Oy 22 04,
25 W 2 [R] bE 3R ] LSD-t 6 55, 5 20 [A] [k
BOR PRSI AEAS e 4 50 s THECROBE T n(%) o, ¢
oz 55 5 AH & 73 B 2R H Spearman/Pearson #H ¢ 5 41
BEARY ; F50I0 A {8 R FH 52 1038 TAEAFAE (ROC) il £k
3 AR 4R TR AR XA BUREE R R
Ko BB, B A 12 W 3L Logistic — o M HL45
3B 0] T ARE R logit (p) , B FLAE il 7 K 99 A8 4
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P<0.05 XHERFAHGITE X,
2 #HR

2.1 ¥ HT /5 PBMC " PD-LI . HLA-B, MRP5
mRNA 7K HuAs

T 1T R UT 45 RS PBMC H PD-LI
MRP5 mRNA 7KK T H0I7 Rl , HLA-B mRNA /&5 T
TR (P<0.05), W1,

%1 MUYTHISE PBMC H PD-L1 .HLA-B,MRP5 mRNA
KELLE (x+s)
Table 1 Comparison of PD-LI, HLA-B and MRP5 mRNA
in PBMC before and after radiotherapy (x+s)

2050 n PD-LI mRNA HLA-B mRNA MRP5 mRNA
S ag:i 122 1.48+0.22 0.3420.08 5.12+0.67
WO 1ATARE 122 1.27+0.18° 0.43+0.12 4.56+0.52"
WMOTLEHRE 122 1.09£0.12° 0.52+0.15° 4.23+0.34°
FAE 146.477 68.467 88.742

P1H <0.001 <0.001 <0.001
ST R R, *P<0.05,

2.2 M 41 ik J7 Wi J5 PBMC 1 PD-L1 ., HLA-B,
MRP5 mRNA J Z(H

AR BT 1A R Y 45 5 PBMC
PD-LI . MRP5 mRNA /KX F L& 4, HLA-B
mRNA 7K 5 F IR, 0T W5 0T 45 ) s
PBMC H PD-L1 .MRP5 .HLA-B mRNA 22 {i 4 X}
BT IA (P<0.05) ., W32,

2.3 PBMC " PD-L1 ,HLA-B,MRP5 mRNA Ji{J5
HIT 57807 45 5 25 (E AR DG

Pearson A 5644341 , PBMC W PD-LI1 \HLA-B .
MRP5 mRNA 7K - JiCT7 1 -5 7307 45 o 22 08 46 %)
{8 52 IEAHE (r=0.632.0.650 ,0.731, P $J<0.05) .

2.4 YT HT 5 PBMC ' PD-LI,HLA-B . MRP5
mRNA 2l 59781 &

Spearman A & 43T, T RIS 0T 45 R IS
PBMC "' PD-L1 . MRP5 . HLA-B mRNA % {H %
XA 5 97 25 E A 26 (r=0.711 . 0.726 . 0.803 ,
P<0.05),

*2 WHEMITHIE PBMC # PD-L1  HLA-B .MRP5 mRNA RiEE R ZEELE (x+5)

Table 2 Comparison of PD-L1, HLA-B, MRP5 mRNA and difference between two groups before and after radiotherapy (x+s)

e 21 5 %k Y Hi oY 1N R BOYERIE  BUTRS ROT S RS 22

PD-L1 mRNA ToR 48 1.52+0.53 1.42+0.47 1.35£0.45 0.17£0.06
R 74 1.450.44 1.1820.63 0.92+0.21 0.53+0.20

{8 0.791 2.261 7.122 12.107

P{i 0.430 0.026 <0.001 <0.001
HLA-B mRNA JoR 48 0.3320.11 0.3520.12 0.400.14 -0.07+0.03
PER | 74 0.35+0.12 0.48+0.16 0.59+0.20 -0.24+0.08

HE 0.929 4.816 5.730 14.078

P{H 0.355 <0.001 <0.001 <0.001
MRP5 mRNA JoR 48 5.1521.09 5.03+1.01 4.760.94 0.39+0.13
PER | 74 5.10+1.04 4.25+0.73 3.88+0.61 1.22+0.44

tH 0.255 4.947 6.276 12.698

P{H 0.800 <0.001 <0.001 <0.001

2.5 Y i J5 PBMC ' PD-LI . HLA-B . MRP5
mRNA 7K 22 (X7 28B4 T A (A

PLIC AR R FHPE R A, A 3 AL AE R B P
FEA, 224 ROC i £, 45 3R 7% , )T B 5 7%
JY 45 W J5 PBMC ' PD-LI . HLA - B. MRP5

mRNA 2 {45 %F {5 7 0 J7 8% 59 AUC 43 9 K
0.896 . 0.901 . 0.908 , X 4 il | J7 2% B AUC H
0.951 , 95%CI 4 0.906—-0.996 , £ &% & K 91.67% ,
R 5N 91.89% , I T 45 48 dr o ok ft il Dl 3%
3. Bl 1,

%3 MUTHIE PBMC HR PD-LI \HLA-B ,MRP5 mRNA FRi% & 2 {E X7 3 K &
Table 3 the predictive value of PD-L1, HLA-B, MRP5 mRNA difference in PBMC before and after radiotherapy for curative

effect
iy AUC 95%CI ZMH T U (%) TS (%) PiE
PD-L1 mRNA 758 46 X {E 0.896 0.842-0.957 16.630 <0.28 91.67 82.43 <0.001
HLA-B mRNA 22 {4 %A 0.901 0.840-0.954 16.829 <0.12 89.58 83.78 <0.001
MRP5 mRNA 2211 46 % {8 0.908 0.851-0.963 17.197 <0.57 85.41 89.19 <0.001
IS 0.951 0.906-0.996 19.603 - 91.67 91.89 <0.001
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Figure 1 ROC curve
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T g M R AR AU AT 5 [ 28 225 it it
FE OFR W Fiii EAM ORW O KI 3R ebE*

[ ZE] B S RURREMATE HD RGN EERZSE 5. FiE 8 10 BRIEReE i FT
BRI 10 PR 2SI AT B 2 % B VR 2 0 70 45 O B ARG R S R B T 85 3% IR ek A E B B 55 9, 11
ORI S5 5 10 0y BEEES 2 5 10 Oy BAPES % 1 Bl HH BR S 2 i BN 3 Iy R B S 25 i, (i
PIGAAT G S 78 S AT IR, 58575 i A1 B i 35 50 DU AR AR [ AR B A4 T iR v, R4 40 7 5
KA HTUMERRE . R ASHHEA RIFMERYE FE5 v L2 5 I Rk 3 .5
WG AT 2~8C ViR 3TCHUE 3.7 .14 RGNS % fh R et s DMERRE 45 on 7 KAl ik
TG R R RN M A S B AR BR A5 S 7 2 8 10°~/mL .3 5428 10°~/mL .2 X A4E
10N mLAAK . 2518 A7 T HUZRRAI R & B RS2 5, vl T 570 & 0 B e .

[REIA]  EREE AT BRI FES% 50

Establishment of national reference materials of Haemophilus influenzae nucleic acid test kit
HUANG Yang, LI Kang, XU Xiao, LI Jiangjiao, WANG Chune, LIANG Li, CHEN Chi, LIU Rufeng,
YE Qiang*

(National Center for Medical Culture Collections, National Institutes for Food and Drug Control, Beijing,
China, 102629)

[ABSTRACT] Objective To establish a national reference panel for Haemophilus influenzae (HI)
nucleic acid test kit. Methods 10 strains of HI and 10 strains of non-HI were cultured in a suitable media and
temperature, separately. Using those cultutes, we developed 10 positive samples, 10 negative samples, 1
minimum detection limit sample and 3 reproducible samples after calculation and inactivation. Two Kits are used
to conform this panel and inspect the uniformity verification, stability evaluation after different treatment.
Meanwhile, we organize 7 related enterprises to carry out collaborative calibration. Results The national
reference had good accuracy, specificity, repeatability, uniformity of packaging and the stability after freeze-
thawing 3 or 5 times and at 2~8°C, room temperature and 37°C for 3 days, 7 days and 14 days separately. The
results of the collaborative calibration showed that the accuracy, specificity, and repeatability of thekits from 7
companies were in compliance with the regulations. The minimum detection limit results showed that2
companies were 1.0X10° bacteria/mL, 3 companies were 1.0X10* bacteria/mL, 2 companies were not detected at
1.0%10" bacteria/mL. Conclusion The national reference materials have been established, which can be used
for quality evaluation of HI nucleic acid detection kits.

[KEY WORDS] Haemophilus influenzae , Nucleic acid detection, National reference materials

Ui I I AT 581 ( Haemophilus influenza, HD) & FEMAES 5 il L2 G WA, 2 25 PREIUW BT, AR IX
— PP/ B 22 B PEAT B ARG SR SRS PR AR A O R I R L R B SRR R R
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M AR ZE B , A0 T ILRE | A A 2 R e R g
I RAETE AR HIb B2 IS, R AP HLBE 1Y
RIFFRC W TR A S HI I A5
e, B HI AT SR B S0 K 06 38 e FE 2 1 19 i
PRIt S AR SR AN /DA 9T W 7 HIL 7R G 3 s B R
W R R T T PR, R — s 42
BRI kX T HI A U2 W B 2 5T
X, BT, g AT LR w12 W A
DA 352 R A SR 5 5 1% SRR S 7 vk
FEE—E W R IR, e GEEIL . TR E 2,
TR R IG IR K EFEA B2 Wi oK o APk 52 A
7¢I PCR (real-time fluorescent PCR, Rt-PCR) i T
FLe  Fy A | i A R AR, LAt
SRy FERIIE 22 (R 8 R 25 Ak I K 1 3 3
fi o AEE: i JCAH G I K 2 55 S AR Al v LA
R G AT B AP . R X — 1]
L, A SRR EE T 10 BRAS [R] 1L 37 Y 30 B 1 AT T
110 Bk 5 It 2% I AT BT SRR e A A ] SR i R
AEARL L UL ) 31 T I g AT 7R 7] 25 il — 2 U S
I AT TR A R A MR B T R X 275 0 3 X 2
% S IF B UE | 3B 4 51 P e MEVEAN L DMERR
JE , B TEWHH & F T 9O 2 7 PCR J7 25 1Y i Jlk g
T P A% IR A ) & X = 2%, Tz 2ek
& B P .

1 M5 R®

1.1 ARk
111 2505

Wi R W I AF B CMCC (B) 58533, 58552,
58558 58561 . 58573 . 58566 . 58567 . 58568 . 58574
58525 F1 A it B g AT T LA 48 4% 85 T CMICC
(B)29052, fifi 48 557511 CMCC (B )46117 , i 43 2.
TR CMCC(B) 10104, 4 # {04 % Bk 1 CMCC(B)
26001, fifi 48 5% BR /5 CMCC (B) 31001, A Ji% 4% 3R 14
CMCC (B)32067, 1M #AT I" CMCC(B) 38102, kK
b A B AR EG T CMICC (B) 29118, F H 1% i 4%
A CMCC (B ) 58039 , B Jiili 141 i CMCC (B ) 60001 ]
T3 Y T r 5 2 A0 B R B P
1.1.2 ) e FEAL SR

GC FErli s 72 5L (L5 - 7297698, 500 g/ ) | 1L
L1 0 (35 £ 7325834, 500 g/ ) RO 15 Tk
515139642, 500g/f ) B [ 35 [ BD 23 W) 50.9% 4,
AR 5 (A5 £ 1912293102, 100 mL/Af) 4 [ A1

FIE V2454 B\ W) s NU-5810E #Y — 48 A ik 3% 572 4
4 H 26 [F] NUAIRE 23 7 5 7500 #12¢ % 5 & PCR 43
Br &G0 A ABL 2 #) 5 [ 5 40 b 3o B A v (|6 K 24
i b HE 0 5 s ) el e R 2 A E Y B
Pt
1.1.3 Kzl

BE SRR &k H LR 2 T A YR I A B
O FLRTHR LA 2 3k 2 3 R A A5 RS /) 5 BIMPE b
FE TR & 4 ok B b st sl B A R R A
FRA ] TR AVE BB AT BR A 7] IR M R AR
YR A RS A L i 2 A YRR A A R 2
A E R OTIL A ARG R A E L g A
P A B 28 TR e L K 2 ik 2 B R e Ay A7 B
A (4395 R A-G) o
1.2 KKk
1.2.1  FERRIYEE IR XS 2 i R R T R

10 & HI PR AT 10 PRAE HI AR 5k R A 18
(0 85 5 B N5 5 S R i AT B0 AR ARER 3R . WL
55 2 REE IR T — 2 R B T S A BRER K v
il B T R, ol A B L EG B A 4 A
A TR R PR TR L R R BRI 4% 5 ER A
PR S B EOL SN, KRS % e (R LT
ik USRI EIRCE T 60C/KRIE T, K 30~
45 min, THECAT IS 0 R 2R B & A G ER
B % R 35 25 R AR RGO 35 R TR IR K3
HI A FR Y AT I 252 A B A AR R T o0, OF 4R
UK R 2] D AT 40 A2 0 2 R A BT, 5 % 9 8 TR
FRIGTICT5 YL, F-20CLL FIR-AT .
1.2.2 ZH Ml

it FH 3 S5 A B R 7R 10 Bk 38 HI B2
i B¢ 22 10°/mL H-43 %5 i 0.5 mL/4% , RIVBH 2 2% 5
(P1~P10) . i 5 5 2% 255 [ TRT 1 11 B VA 8 &2 107/
mL, H4x 9 #RIE HI 18 B 19 B 2 W0 B 2 107mL,
100 % i 0.5 mL/A , B2 % 5 (N1~N10)
CMCC (B) 58561 [ TR £ ¥ i B 28 10%/mL, & & 53
%%,0.8 mL/AF , T-20C LA N PRAF, BN 42 15 % i
(3E/E) MM RS % MO /&),
1.2.3 ZHMIHIE

e R AR & Y 2% A BT S e = %
i, X HAEATHAUE , LA #3050 v A FE AR AT K
W2 YK, AR B AT 2 WS 585
1.2.3.1  #EffME XS FHMEZS % (P1~P10) /9 10 1%
T R RIEA T ARSI , B2 2R 141 A BH A
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R BRI AT ARG | LR 270 B4
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3 SRS D A A1) 6 P e E AR HR PR
1.2.4 53835 gk

Bt AL A B BH 1 2 25 L S AR R BR 25 i A%
10 %, EE WS %015 352, [ H B2 A9 E
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A% IR I 2 3R 7] & (PCR-JEGAREH ) , % 20 &
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FaE
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Z M 1.23 01,7 K S I PMERS & 09 4l Al H
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211 ERME
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2.1.2 etk

25 5L R AR & B S 2% i (NT~N10)
R B
21.3 ®mEM:

g L R ZAR R St AR = B2 B (CV) 43
R 1.71%H1 1.37% .1.62% 1 1.47% , /N F 5.0% .
2.1.4 ARk R

WG B ) B A HE B2 1.0%1 0% Fi/mL
2.2 B ST Ae S R IR

FHELAY 10 43 FHME S 28 & IRk IR =55
DL K15 1 B E PES % CUE R CV ¥ITE 5.0% L
WL UL S H R R A EE R AR, R 1,
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2.3.1  URRlEE PETEAL
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Table 1 Detective result for packing uniformity references

P1 P2 P3 P4 P5 P6 P7 P8 P9 P10 S* R
31.37 27.30 27.82 27.29 28.92 26.36 32.17 30.45 30.30 29.76 29.20 28.88
29.75 26.73 28.23 27.18 27.88 26.05 31.05 31.81 28.68 30.35 31.22 29.32
30.29 26.67 26.74 26.04 27.75 26.08 30.71 30.39 29.89 28.92 29.47 29.07
30.36 25.46 28.76 27.65 27.57 25.43 30.16 30.43 29.73 28.38 28.77 29.49
31.91 27.20 27.80 25.19 27.53 25.42 30.76 31.02 29.80 28.54 29.62 28.75
31.71 26.29 28.10 27.83 26.96 26.08 30.24 31.86 28.18 30.42 28.66 28.46
32.31 27.79 28.15 26.08 27.64 25.83 31.20 30.78 29.61 28.61 28.59 29.42
Ct{H 2991 26.24 28.79 27.06 27.23 26.60 32.01 32.77 29.69 31.36 28.92 27.62
29.78 26.75 29.29 26.31 26.98 26.17 32.08 30.79 28.84 3291 29.40 29.16
31.23 27.23 27.67 27.11 26.33 25.66 31.96 30.52 28.89 29.56 28.47 28.94
29.94
29.30
29.10
29.17
27.77
HiE 30.86 26.77 28.14 26.77 27.48 25.97 31.23 31.08 29.36 29.88 29.23 28.96
brifE2E 0.95 0.66 0.71 0.83 0.69 0.38 0.77 0.80 0.67 1.44 0.81 0.62
Cv 3.09 2.47 2.52 3.11 2.49 1.48 2.48 2.58 2.27 4.81 2.75 2.13

TS AR RS H R AREE S H 0.
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Figure 1 The stability analysis of the references after

repeated freezing-thowing
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T PR g 10 =R IR G 5% B B8 128 1, Bl ML 43 A it B4 (=64, 1)) FIDULER AL (n=64 1] ) . Xf BRLL 25 T 15
BFARGIT, WAL T 5 B I FARIGIT I6IT 7 dJa Xt A ORI T PRA |, HL3 B4 1ML 7 VEGF .
FGF /K AN I CD3+T 4l . FARIGAR L ARG IFRAE . SR MELL1IRYT )5 1 8 3 VEGF K- |
FGF /K EHMIE T4 IR, 22 7 H G824 5 L (P<0.05) ; WE4H g (19 CXCR1 I CCR2 S F Xl £H , 41
Jifd CCR6 1 CCRS5 ¥y T X B4, 25 6 SBeit 24 5 L(P<0.05) ; WA 2 £ 1 TR i [a] T B gt X1, i AR
A I RS T PRAS A AR LA R SA T B A, 25 A G R L (P<0.05) s B 4L E ARG I
A EBRANIIE T e R T8 AL IE R AE R AR (6.24% ) , B AT X B2 O & E & A2 % (17.18% )
EZRAGITFE L (P<0.05), it FEEBYIFRH TR H EH b EER(T VEGF . FGF /K-,
AN BRI A AR, ARG/, REBR A I 45 A Wi B 7 /K7 (B 1 H
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Observation of the curative effect of hysteroscopic electric resection in patients with
residual embryos and its influence on VEGF and FGF angiogenesis factors

QIU Xingmei'*, ZHENG Fang’, XIE Yanfen', ZHANG Yanni'

(1. Department of Obstetrics & Gynecology, Guangdong Sihui Maternity and Child Care, Sihui, Guangdong ,
China, 526200; 2. Department of Obstetrics & Gynecology, the Second People’s Hospital of Zhaoqing City,
Guangdong, Zhaoqing , Guangdong, China, 526000 )

[ABSTRACT] Objective To investigate the effect of hysteroscopic resection in patients with residual
embryos and the study of its effect on serum vascular endothelial growth factor (VEGF) and fibroblast growth
factor (FGF). Methods From January 2017 to January 2020, 128 patients with residual embryos in the
Department of Obstetrics and Gynecology, Maternal and Child Health Hospital of Sihui City, Guangdong
Province were randomly divided into a control group (n=64 cases) and an observation group (n=64 cases). The
control group was treated with uterine evacuation surgery, and the observation group was treated with
hysteroscopic resection. After 7 days of treatment, the patient’s effect was evaluated, and the two groups were
compared with serum VEGF, FGF levels, peripheral blood CD3+T cells, surgical indicators, and postoperative
complications. Results The serum VEGF and FGF levels of the observation group were lower than those of the
control group one week after treatment, and the difference was statistically significant (P<0.05). The CXCR1
and CCR2 in the observation group were lower than those of the control group, and the cell CCR6 and CCR5
were higher than those in the control group, the difference was statistically significant (P<0.05). There was no

significant difference in the operation time of patients in the observation group, but intraoperative blood loss,

AEMA ) AEEFAFHAS LA A (2020213)
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postoperative time to get out of bed, and postoperative bleeding time were lower than those of the control

group, and the difference was statistically significant (P<0.05). The complication rate of postoperative

abdominal pain, incomplete removal, uterine adhesion, and uterine perforation in the observation group

(6.24% ) was significantly lower than that in the control group (17.18% ). The difference is statistically

significant (P<0.05). Conclusion Hysteroscopic electric resection can reduce the levels of VEGF and FGF in

patients with residual embryos. It has a lower incidence of adverse reactions and less surgical trauma, and can

reduce the level of angiogenic factors. It is worthy of popularization and application.

[KEY WORDS] Hysteroscopic electrosurgical surgery; Uterine cavity surgery; Embryonic residue;

Vascular endothelial growth factor; Fibroblast growth factor
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TGt 2 L (P>0.05) s MEEAIGYT Ja 1 A il
VEGF /K- \FGF /K-F- BT X A, 22 A Geit
N (P<0.05), W1,

2.2 WLLAME Il CD3+T 40 3 11 52 AR 63k b4

Wi 2H 55 09 AP A 1 CD3+T 40 i 25 5 eS8 127



- 1746 - A TWISIAITRE 20214E11H #5134 5118 T Mol Diagn Ther, November 2021, Vol. 13 No. 11

%1 W4EMFE VEGF.FGF b (x=s)
Table 1 Comparison of serum VEGF and FGF between the

two groups (x+s)

- VEGF (ng/L) FGF(pg/L)

WY WRIPIR LA R RITE 1A
WELH 64 978.57+4.61 770.25+23.29 13.39+4.63 5.12+0.49
NFHRZH 64 977.41%13.98 812.45+21.12 13.46+4.67 9.19+0.51
i 1.135 8.532 0.7544 6.996
P{H 0.145 0.000 0.223 0.000

B X (P>0.05), W% HH1) CXCR1 Fil CCR2
KT % FEZH , 41 e CCR6 Fil CCR5 ¥4 i T % RE 21,
ERAFEIFE X (P<0.05), WL#E2,

*2 WAHNNEMLCD+THEREZERILLLE (vs)
Table 2 Comparison of the expression of CD3+ T cell
surface receptors in peripheral blood between 2 groups (x =)

H% n CXCR1(%) CCR6(%) CCR5(%) CCR2(%)
KHIEZH 64 7.89+1.39  2.64x1.44 12.54+1.12 6.75+0.92
WAL 64  8.48+0.35  2.80+1.39 13.88+1.39 7.44+0.41
A 5.002 6.748 5.993 6.499
P{H 0.022 0.013 0.023 0.010

2.3 AR A I IR T AR bR oA
WLELLH 5 % A F AR B A] Lh 3, 22 % 4 it
B X (P>0.05) s MEEH A R I iE R S5 H R B
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%3 AEARNMBENGERERERILE (cxs)

Table 3 Comparison of clinical surgical indicators in

different groups of patients (x +s)
e TR A i i /I\ET% /I\JE.L’ It
(mim) (mL)  Hf[E] (min)  BfE(d)
SHHEZH 64 14.55#3.71 14.32+10.43 31.51+2.24 4.27+1.34
WE 64 14.06+2.32 10.3249.45 15.15+2.53 2.16+2.08
i 4.341 5.452 6.341 5.119
Pl 0.023 0.021 0.023 0.048
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WEL LA 5 IR s BR AR .18 /% 1
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Giile i L (P<0.05), W4,
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Table 4 Comparison of complications between 2 groups
[n(%) ]

; HEA  TE TE I K AE
B T o wAl wA%
XHHRZH 64 5(7.80) 2(3.12) 2(3.12) 2(3.12) 11(17.18)
WA 64 4(6.24) 0(0.00) 000.00) 000.00) 4(6.24)
pal: 5.547
PAH 0.024

42 n

3 itig

AR, Bl R R UL B ik, S BUR 7 &
PEE B IS, AR E BRI R F AR
ARACEE 4R w et (A2 o X i n 75 fd
RO g R B — E WTH A E R I E R
FRAERT R, HoR Il & K, AR FREKE
IRYT SRR R B A 3 A H 0 A [a]
1, B LBR R, 1R FAE B A

BB TR BT LA IO 2% 1 B I NS B, R
FH e 7 0 5 2008506 K 20 A0S 3 B, I Hl ek
ITANE R, AR5 IR, AN 52w 83 ) A=
BRES . BB U R T R AT URGR B, Bk
LKA TN ] . AR FOWEAIE T G 1 )8 s
VEGF 7KF- \FGF 7K~V Y T % RAH , It Y,
i 5 L TR 0 S, T A — 8 R ks AR
VEGF 7K ~F- \FGF 7K, fifi HAF G il R v 32 AR 1 A=
YR tE RO RE . Bk I O Z IR S5 IR YA
BHEAT LR, FEEH T AN T
b SR B T R SN AL S AR BU DO
A R 47 A AR B, ANUHE BB 3 IR AR
AR B, AT RR R ORS O T A IR 1
b, TR IR L3CR 2 IRk BA R 3 e A1 5]
1. CD3+T 20l o Hr s v & 1, 4 il CCR6 . CCR5
(12K 7KW 5 T IE 5 A ZKF, U B AN 1 Ak
N 32 PR ) 3k K- R G 5% B8 Ja i e . A= 1R
W AR A R BT, S B IR iz 1
AT R s S I R AR T8 b, R B R
) 5 A5, S AR AR HE TS BRANBIES
TEARNE T8 LAY I R R A R R AT X R
ZH . FHUCULR, Sk B R U ARAE AR SRR
J7 072, TR R &

LT, BB U TR TG AR B A
H AT ROR B S T EOR AR R N
BRI S5 AN R 00 19 & A % B0 I IR T R 45
B, BEARR I A A B PR 7K (LA R HH

5% ik

(1] TR S MRTR5eE . I 5 S 10 Bk AR 3 S B H ot 1 3 a7
VEGF .FGF 7K V- Ml e ey fig g ma (1], 1l R =2y, 2017,
57(34):33-35.

(2] fHll, XBARTE, 8%k, 55 . STAT3 &5 VEGF & 1 #£ 45 W g i
1) 8 75 KR I A8 A iR s [ 7). o I PR A5, 2017, 30
(2):208-210.



STWIERIFd 20214E11 0 45134 45118 T Mol Diagn Ther, November 2021, Vol. 13 No. 11 - 1747

(3]

[4]

[5]

[7]

(8]

[9]

[12]

Chen C, Huang P, Lai L, et al. Dexmedetomidine improves
gastrointestinal motility after laparoscopic resection of colorec-
tal cancer: A randomized clinical trial [J]. Medicine, 2016,
95(29) :e4295.

HR, i T, S L 20T 9T BMSCs BEA P 20 T i
AR 111 A B A2 I A8 AR AH G A s [T ). i b R 2y
2016,11(2):114-117+122.

REWNT . A A 0 R 2R Y AR P A R A 3 1l
SRR B MVD , VEGF T FGF-1 (520 [T ]. $i4C g
PE4E A 2R, 2018,27(6) :56-58.

FEWER, SIA, FERLSF BRI ARIES U7 8>
T D% ML A R [0 ). AR T iR 27 A ks, 2019, 28
(6):425-427.

Sposito C, Battiston C, Facciorusso A, et al. Propensity
score analysis of outcomes following laparoscopic or open liv-
er resection for hepatocellular carcinoma [J ]. British J Surg,
2016,103(7) : 871-880.

R, THE, PRifpAE 4 307U W Ty (I R VEGF
EGF S5 H 0 A K R 1338 X 56 PR F B it 2y g LA KL 1
FREEARCHERTIE [V ], ARIC o T 516K, 2017,24(12)
32-37.

RN, J7 8 L FE 1 X R MRS AR A 5 I A R AN T
1 %%} VEGF \bFGF ik R0 [T]. PE P2y, 2016, 29
(10): 11-16.

Al A ALY BB IO AT X e 4T B LR A a0
A HE RSN Sy T AOMUER LD . SR AR , 2017,32(11)
1882-1885.

BB HE SN . Marjolin 15977 A [R]HE 285 DSl b =8l 1f A5 985
AR G TR 1 238 B H 5 10 4 A O R I R BF 5T [T,
HhaERaikai, 2019,35(9):676-682.

PO EE , ERNAE , IR . O M A Ak A Ik 4% RS A M A

[13]

[14]

[15]

[16]

[17]

(18]

[19]

[20]

PUILAE B2 2R I 5 25 W36 7 i TR IR BE 5 3R [T ].
FPABIR T2, 2019,35(5) :513-517.

Ireland LD, Allen RH. Pain Management for Gynecologic
Procedures in the Office [J]. Obstetr Gynecol Survey, 2016,
71(2) :89-98.

EFFL AT BRI IR AT TR ISR LA
%t VEGF, Ang-2 Fll Tie-2 /K F- (K540 [J]. o [ 10 4 i e 4F
3%, 2016, 27(8):994-997.

R I RAR F BRI 8 7 SR0r I L A8 2R B
F 32K KT I bFGF . VEGF ik RS [, A gt
Pe2pdkili, 2019,21(1):60-63.

Martinez-Cecilia D, Cipriani F, Vishal S, et al. Laparoscop-
ic Versus Open Liver Resection for Colorectal Metastases in
Elderly and Octogenarian Patients: A Multicenter Propensity
Score Based Analysis of Short- and Long-term Outcomes [1].
Ann Surg, 2017,265(6) : 1192-1200.

SRR, T TG i E 3 X 5 G B R A AR I I A 1Y A
T 1 X X VEGF . bFGF 3% 3k 19 5% Wi [T]. 74 38 rp 2 24,
2016, 29(10) : 11-16.

ZEFUE AP, SRR, A5 L AT AR FEAR KT o I U R
F L7 TGF-B1 .bFGF Hl VEGF Y 5200 [ 1], 52 FH I PR £ 25
Ziki, 2016,20(9) :61-63.

BEEE, SRR, SRV SR AR AR O B
2B LG AR T B BT 1 A5 A A AR SE TR 7 SR AR DG TR T
FGF  FH I 2 [0, o PR il 2 22 2% 58, 2019, 25
(4):57-61.

Barkhatov L, Asmund A Fretland , Kazaryan AM, et al. Vali-
dation of clinical risk scores for laparoscopic liver resections
of colorectal liver metastases: A 10-year observed follow-up
study[J ]. J Surg Oncol, 2016,114(6) :757-763.

(L% 1743 )

[4]

(6]

[7]

Meyler K, Meehan M, Bennett D, et al. Spontaneous cap-
sule loss in Haemophilus influenzae serotype b associated
with Hib conjugate vaccine failure and invasive disease [J].
Clin Microbiol Infect, 2019,25(3) :390-391.

Cleland G, Leung C, Wan S CJ, et al. Paediatric invasive
Haemophilus influenzae in Queensland, Australia, 2002 -
2011: Young Indigenous children remain at highest risk[J]. J
Paediatr Child Health, 2018,54 (1) :36-41.

Safari D, Lestari A N, Khoeri M M, et al. Nasopharyngeal
carriage and antimicrobial susceptibility profile of Haemophi-
lus influenzae among patients infected with HIV in Jakarta,
Indonesial J |. Access Microbiol,, 2020,2(12) : acmi000165.
PREEL, B, 7 . 2016 4F SRR K BE LA R VIR G
Y2 VA TR RE S A B2 25 AT (). e ST R,

(10]

[11]

[12]

2018,10(3) : 148-152.

AR, PR, VAR, AR s S T A R A DN 3R
B R 2% G il & [T). U Y R 4k | 2016, 44
(5):21-25.

PRI VU ZE, SR A /N T B19 A% R R I ik 711
ER 2% MWET]. 4 Fi2W5[97 24 5& , 2020, 12
(12) :1596-1599.

XUk, BT, AR, & . 0T ER Y 2 A A 7]
Z 2 ahny S [T AR QR R, 2018,31(3) :209-214.
Wk, 2. bRUEY B R IR E R M. deat . hE AR
TEH A, 2003.

A [ bR HEY) A B 2% . AR HER SRR L AR5 N
[(M]. dbmt: o e, 2010.



- 1748 - A TRWISIA TR 20214E 11 #5134 5118 T Mol Diagn Ther, November 2021, Vol. 13 No. 11

PG Y ot RIS S o ghe el U vl o Wl | 2R X
T 5% IE

MR ERED RER WFF kA

[ ZE] BHH X 2010 4E K46 09 YY/T 1180-20104 A2 11 40 i 4t 5L (HLA ) 3 R 43 B3 5] £ (SSP
BOVMATEIT IR, ik RIS TR A BER W R[] 7 12 1 A28 L4 i (HLA) 3
R BRI G AT IR, SR AN S5 AT G E G A RO I R PR RS S M A
PRAFAEOR . 8518 AZEEAANIEPUR (HLA ) 3k B o0 B0 & A T M AR I BT S il Bl 24 3, 38 F3E
SN TD, 7 Bl T R 2R 6 1 B AR B SRR 56 vk D4 8 L R & 7 A L RN
T H A 1 WA R AR IR
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Establishment and Verification of the Industry Standard for HLA Gene Typing Kits

HU Zebin'*, WANG Ruixia®, DAI Leiying®, QU Shoufang'*, HUANG Jie'*

(1. National Institute for Food and Drug Control, Beijing, China, 100050; 2. Beijing Institute of medical de-
vice testing, Beijing, China, 101111)

[ABSTRACT] Objective To revise and verify the feasibility of the industry standard for YY / T 180-
2010 human leukocyte antigen (HLA ) genotyping kits (SSP). Methods The HLA gene typing kits of differ-
ent methods were selected for validation in accordance with the new revised HLA industry standard. Results
The appearance, compliance rate, repeatability, effective detection range, detection limit, stability and other
performance indicators all meet the requirements. Conclusion The revision of the industry standard of human
leukocyte antigen (HLA) genotyping kit is timely, scientific and reasonable, and the scope of application is
more comprehensive, which helps to standardize the technical requirements and test methods of this kind of
kit, so as to improve the product quality of this kind of kit and provide a basis for its supervision before and af-
ter marketing.

[KEY WORDS] Human leukocyte antigen; Kits; HLA gene typing ; Industry Standard ; Verify
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quence based genotyping, PCR-SBG) . %¢ J(; PCR 2%
SETS 20010 AR i SR i 24 i A BEUR) R A
(A7 b A e YY/T 1180-2010 € A 2 14 410 il it Ji
(HLA) 3 K 43 B0 & (SSP 6 ) )™, R ar T2
A R A 0 7 e A U AT X S B AR TR T
[ SSP J5 ¥ 2% 1) HLA JE A 73 B &, Bl %5 HLA
P AP BRGNS VR, # BRE K
24 i W B B R) 2020 AF BRI SR A T AR ERIETT
TR X A TS TT . A ST S HL 16 HE AN [F]
J7 127 1) HLA 3 PR 43 U 6, 6 00 A E 1 12
ARFE R G5 ¥ AT BIE

1 #R5AE*®

1.1 e
1.1.1 1

HLA-A .B .C .DRB1 ,DQB1 #% Fig 43 R A il X,
# & (PCR-SBT %) , fE L E AR ()
A PR 7 4E ; HLA-A (B .C . DR . DQ 137 4, 53 14
Aoz PR 65 (SSO 25 ), F At Bt 1 i 3 K2 W e
A PR A AL 5 A 40 i T I B*5801 4% iR
6 R & (96 PCR 3% ) , A28 A 4 iE T )7 B*
1502 1% B 4 i 1250 & (2¢O PCR %) , A 4
Mt SR B*27 JE [H 43 LA ) & (SSP ik ), fH VL5
AR A= PRk A7 BR 2 m 42 41k s HLA-B27 5 P A6 ]
R & (9856 PCR 4R 4L ) |, B L AR 98 B A W 1
ARA R F AR AL s A2 40 M b et B27 2% R A
W & (%6 PCR ¥ ), HI VL 750 8RR 2B W) B H I
A PR w424t ; HLA-A \B . C .DRB1 . DQB1 fi}
Sy BRI R ) & (SBT ¥ ) ,HLA-A \B .C .DR .
DQ o7 s 73 ARG IR &2 (SSP %) ,HLA-A (B .C .
DR . DQ {37 s, 43 &G 2 57 &5 (SSO ¥ ), H &2k
R B (R ED A BRA R R . AN 4
PrE B27 B R AR B K 5% 5 (HiE 5 : 360035-
201901, 10 372/%& , 30 wL/>Z , 20 ng/pL) , H 1 [H
JEEZ N AR U el R o N S R I K7
B5801/5701/1502 #% i 4 I [ X 2 % i (it 5 -
360036-201901, 20 /£ , 30 nL/3Z , 20 ng/pL) ,
PR A 24 R B S BE AR A 5 NS 1 AR T
Ji 20 2 R R R 43 8 [ K 2 % i (A6« 360045-
202001, 38 37/%, 30 wL/3Z , 20 ng/pL) , i1 [
B 2 SR ST B R

112 X%

ABI 7500 % e i FE Y 5k b I B 24
mm A R AF 5 B 2 11t ; ABI GeneAmpPCR System, [
T K AEBE I BAZ AN, B VT 90 R AR R A BR 2
Al $2 43t 5 luminex200 22 Iy fig it 28 o5 B A b 5t 1
B Ei 3 2 Wi B AR R Fl 443t ; ABT 3730XL 43
BT AN e 78 b Ee A= B (T A PR Al 4 1L
SLAN-96P 4= [ 5l [ JH] PCR Z3 BT 22 48 /1 V1. 95 2R 4k
A= Wy R B A A B2 W #2435 Thermofisher DNA
S B4, Alpha Imager %1% i % 2R 45t FE B8 KR
BHE () A B2 Rl
12 ik

2 BB T 5 I A7 b b o CON 2 40 Bt s
(HLA) JE P 20 B0 & ) A7 B0k . B9k i B R
TRPR LS SN . S % AT G % EE M A SR
JE ReUE e ERE BRI KRR
121 A

H A A A U0, £ 45 3R & A g HE v RO
WHEGER JEBA AR,
1.2.2 S sl I i) fib A 5 32 (A DG L AH OG5
BRTEREER
1221 ZHHFER X HLA RF SR E RS
% i o AL S S TR, N S 2 3 R 4y
RIZE AT
1222 W|EME K 1~3 0 HANEMK DNA FE
f EA AN, A7 B S ST A TR 3~5 VR, AN 1) 5
FR — B H 5 B R A RS R AR & .
1.2.2.3 ARG R SR e
PR 225 0, 43 0 I 1t A o R e I A4 vl 3
ARSI, Y50 5 2 0 SE PR AR A &
1224 foEtE s RO S s AR e i
AT 7% AT A SRR RO T PRI 0T H A S IE
1.2.3 Pkl B2 Wi bH oG 50 & i M RE 2K
1231 ESRME 0Tk I N 2 A
43 T [ R a8 Aol BH A S 25 S R AT R, 25 R
Ay SR B AR 7 S5 PR R
1.2.3.2  Fp5etE 0Hil I S R I A i 1 R
AL B S 2% AT ARG G 4 SR 7 Sy B 4
Ao
1233 #EEMW X 1-3 P HES % 1Tk T
Rz 5~10 VK, 45 5 N7 359 Sk BH A 55 AH i 2 PR AR 5 %6k
1~3 3y BA 1 22 SO AT R TR 5~10 TR, 25 5 1
o B s R AR o
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1234 Kl ER XK RS S AT AN, 45

JS7 g FE SR N 2 PR R

1235 FREME Al e AR E P sl IAFE 2
IR T HERPE R A R 4 T B SRIE

2 HR

2.1 AMULERIIESS

Xt 6 F A 16 itk HLA J K 2 BRI £
AR HLA AT AR e R iR PEREFE biab AT T 4
PRI UE , BT A ) B A A A 5 4 SRR ARG
B 5 AL R 25 N TR T, TR, AU A G AT
FRUERLAE o
2.2 ERSAE I A P A 5 32 AR DT B AR SR &
M RE B TR 45 2R
221 ZFHMITE RIS R

3 Z AL HLA-A B .C DR . DQ 13 s5 73 A5
IR F) & (SBT 32 F1 SSO ¥ ) X A A 4i i b 21
ZUEL ARV L K 4y B E K 2 7% ) 38 X N SRR
DNA # fifr , 2317 2% A5 6 R, 76 il 7
BRI HERAE LRIESS RS HE S %M
LR Ay BUZE RARTT &, G RIFF S HUE -
2.2.2 A PERIAG RIORE I 1 R B0 E 45 R

S 2 M7 241 HLA-A B .C.DR . DQ {37 &
53 A D) & (SSP i 1 SSO ¥ ), %t 3 4y 22 A1
FER Y AL B R MR R M2 % ST AR
D, B30 R &S AT RN 3, K &% SR N — 2, HL
T ) 3 7 AR 9 0 B R OKOF 5 B R R 4y B 2
RATFG

X5F 2 433X 1) e A I S T PR 2 R R TR 7R g £
My B Z 2 i A3 i BE ) v A 2 R R AT
Far i, 235 R 187 150 6 ) 1 R E PR Y 40 PR R OK R
5 BV R AR AR A
2.2.3 FRUETEEIESS R

K 2 Fh )7 224 # HLA-A \B .C .DR .DQ 11/ &,
3 BRI 32050 & (SSP LA SSO 5 ) X AU AR e 1
HEAT IR , S 7% W A A R R A ROk S BB A &
PUEAT AR HER BRI 1,
2.3 IR B2 WA SGIRR) & 1 M RE 56 UF 45
2.3.1  HLA-B27 JEPRAG I 5] & i e e ik 45

K 3 FAk 4 Lk HLA-B27 J PG IR 7] £
(¢ PCR 35 M1 SSP ¥ ) , XF A28 FH 41 i 1 )5 B27
R B K [ 5 2 25 i 14 10 52 A HE R 2H DNA 5
ST T PR AR S A D 3R] A T

®1 SHEIHMAHRESZETEEXKTEH
BT IMIELS R
Table 1  Partial verification results of related kits matched
with donors and recipients for transplantation or blood

transfusion

B MR R i .
1L 5P A V=3 A 2
SN i et
(%) (%)
A(SSO ) / 100 fFEHUE FEHE fFEME
A(SSP ) / 100  FFEHE FENWE e
A(SBT) 100 / / / /
B(SSO#) 100 / / / /
C(SBT#) 100 / / / /

VE /R R B A TS BRI
Bl P 0 R 5 TR 43 78 ) [ K B P 2 2% k45 2 3%
P 1 B A R 6 PR 7Y

R SRS I Y AN Y S B S 2 A R G
25 SR B 5 RIS X 2 S0 4l B 225 i A4
v BHPE S AT AR I, 25 R AT S L E s A
PRI BRI H SR 2 K 2 itk HLA-B27 3
PR A It ) & (9856 PCR 2 ), Xt B A M 5 %
il AT HEAT RN 10 YR, 45 5 — S0 R R, X B
HEENESH AT TR 10 R, 25 2R — 00 1
R B XA R BIR 2 2 i A T R I 4 SR E A B
P R @ I H b, 2R 2 R 2 itk HLA-B27 2[4
50 & (9t PCR 2% ), % &8 A e e b A7 56
UE, HEBTE 5 S RS H BRI AF & e A Tl b
O
2.3.2 HLA-B1502 Fl1 B5801 Jk [R5 771 & A% 1k
RE 6 UE 25 51

TE 5 95 i Bh 2 Wi A 567 & i PERE ok
FH 1 £ 4 1 4Lk 9 HLA-B1502 F1 B5801 ik 71 £
(PCR %) , %F N2 F 4 il 515 B5801/5701/1502 #%
PR G ) 52 5 2% 9 20 32 A JE TR 2 DNA FE 4
POIEAT T A P AR S P A 37 A Y Rl
DA R R 28 1) ) 5 BH 1 2 2 it A ) 45 SR 2 Oy
FH P 5 700 0 00 i T A ) [ R 1 2 2% o 1 R
235 L 359 4y B 5 o A2 R ARG HE BRI H o, 38 R
14tk HLA-B5801 371 & , XF BH 1 8 52 5 % i
SEATHEA TR 10 WK, 25— S8 FE M X B
B S ST TR 10 Uk, 45 R — 20 ok
FFV I %At PR 2 25 b R A7 000 45 SR 34 6 s P M
FasEPETH 38 % F 14k HLA-B5801 it 7 &
XoF 5 U R S Mk AT UG AIE , MER I R S RO B
PIFF A LA T AR A ER
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R2 HRRBHZHEXSIFNENDIEIEER

Table 2 Partial verification results of related kits for auxiliary diagnosis of diseases

HERPE 5
B & wE M e H FR SOW R e P
: HE2%0(%) ©IEEH%)  EAES2EH(%) L3568 %) . *
D(PCR #:) 100 100 100 100 FEMZE EME  HENE
D(SSP ¥:) 100 / 100 / / / /
E(PCR ) 100 100 100 100 FHEHE  FAEEE AT
F(PCR ) 100 / 100 / / / /
T /R B A IS AR AT IR AIE
S & 3R

3 it

Wit 25 PR A2 W7 43 7RG 0 AR 1 T s ot
HLA BHEBFFE AR IR LR B 25 =
B I HLA JER ARG 6. IR R TR & ke 10
R & FEAPIRE, —REH THLSEM
TAnfa At Z AR FL ALY A B .C.DRB .DQB {1/ 14,
) HLA 73 BUAF , e LA a3 b deg
(1) SSP 1 Fl SSO ¥ , i A7 151 43 BRI SBT 5 55—
2 F T 4 B2 W sl PR H] 2546 5 19 HLA 5
7 AZ R AR 8 0 an g g a1 A R )
FHOCHY B27, 5369798 KU FH 24 3] M08 st aod B0RH G
1Y) HLA-B5801 , 54t 3185 28 B 24 4 B 14 = =5 e
SN IE R HLA-B5701, SH000H 25K S5 F- 254
51 L 1Y A TR BEARAE i A AH DG 11 HLA-B1502 45 5
R, 33X R B A Ty ik b DL PCR
{57 PCR 4 \PCR #4175 . PCR Wi th 4%

JEAT AR ME YY/T 1180-2010 A2 1 41 i i )i
(HLA) £ 23 057 £ (SSP ) T 2010 4 12 H 27
H & MIET 20124 6 H 1 H 320, {GE FH T SSP kA
D HLA BER 43 B & 1207 2 il ) &
T HLA 9125 A B .C 51 1125 DRB .DQB v /5
FIRATHER RS A A b bRt
(38 FHY PR , 32 55 4525 HLA 3 R ARG a50) A 7
ai AR, BRI R AT AR RAE T TR R AR I
HLA JER 5370 7 bl PR FH AR A R bR AN TR
X7 SR AEFR 1532 TERORTEP R T, 2%
T HATT g Bk oAb A E AT A
VLR AS R BE VAT FERE, 45 Al R ZE R 2 ol
B RXBIRMERRIR PRI T T e . I B X
i — S PR RETE AR RSy AT T SR IR, 5C
HEFR MR AR SR T AR ) HLA RS %
TR i W 3 (| W W B . AT et ot (Y e A 1
FE ek . 28 1 BT IS B HLA P2 SR e s 3
ARAGHREA B, TRy R rT R AT T o

(1]

[10]

[11]

[12]

[13]

(14]

Edgerly CH, Weimer ET. The Past, Present, and Future of
HLA Typing in Transplantation[J ]. Methods Mol Biol, 2018,
1802:1-10.

Petersdorf EW. In celebration of Ruggero Ceppellini: HLA in
transplantation[ J |. HLA, 2017,89(2) : 71-76.

Shankarkumar U, Pawar A, Ghosh K. Implications of HLA
sequence-based typing in transplantation[J]. J Postgrad Med,
2008,54(1) :41-44.

Romero-Sanchez C, Chila-Moreno L, Gémez A, et al. The
Frequency of HLA - B27 in a Colombian Population with
Signs of Spondyloarthritis[ J]. Curr Rheumatol Rev, 2018, 14
(3) :246-250.

Cheng H, Yan D, Zuo X, et al. A retrospective investigation
of HLA-B*5801 in hyperuricemia patients in a Han popula-
tion of China[J]. Pharmacogenet Genomics, 2018, 28 (5) :
117-124.

Madden K, Chabot-Richards D. HLA testing in the molecular di-
agnostic laboratory[J]. Virchows Arch, 2019,474(2):139-147.
Dunckley H. HLA typing by SSO and SSP methods [J].
Methods Mol Biol, 2012,882:9-25.

o AR AR ZE B 2. YY/T 1180-2010 A2 40 il 371 5
(HLA ) 3 H 43 B 5 &5 (SSP #:) [S . dbat . o [/ bn e
Jigit, 2012.

FE 25 i W B A IR . 25 MR 2R (2020 148 Y5 R 25 i
JR G B R T EN R 2020 4F BT 48 AT L bn vEfRIAE T X1
T H Rm A LS 1. 2020.

Shah Reena, Nabiswa Hilda, Okinda Nancy, et al. Preva-
lence of HLA-B*5701 in a Kenyan population with HIV infec-
tion[ J . J Infect, 2018,76(2) :212-214.

Chen P, Lin JJ, Lu CS, et al. Carbamazepine-induced toxic
effects and HLA-B*1502 screening in Taiwan [J]. N Engl J
Med, 2011,364(12):1126-1133.

B, G IMEAE 4 . HLA 412 L A B E R 5
i B R LI ). v TR W e AR A, 2021, 34(10) ¢
1212-1215.

BEER, w6, MhsE T, AR RSN PUR B27 B R AG I
%X Z% Mm@ 1] 5 P2l SR 24k, 2020, 12
(10) : 1285-1288.

SR, AN A, AR AF L NS IR B5801/5701/
1502 BRI [ K 225 Sh i &L [T ). 4 F 2 Wi 5IRY7 2%
&, 2020,12(9):1137-1141.
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RANKL/OPG .MIP-1a . TSLP %} L 5 (F 5 1897 oF Jl
o 2 WP 1

EAE R ik WkigER Tkdl gk Xk B

[ ZE] BHH HREEFET B ZRIELHE FE A (RANKL) /B4 E H (OPG) | i gl R VLR
F-Too(MIP-Toe) i JI3 55 5 7k 8 41 AR i 25 (TSLP) % 1 i IE AT TR F R RS W i (. A3k RN
TR R AR fC BEBE 1R 2017 4F 3 7 28 2020 4F 3 A 7 JH IEWHAYT BE 2461 A4, 7 JEIEE 19 30
B IE IR RN B 41, FLAS A S e IERHRY Y i/ 1, 3, 6 4 A BRI ' RANKL/OPG \MIP-1a - TSLP
KT AR BB A (PLD) A8 (GD) , s Hr &RV RIS A8 2T S g Wi i, &R IERYT
1.3/ A JF 74 % P RANKL/OPG \MIP-1o \‘TSLP 2 PLI GI K40 A Fbdst, A JE i A>T W 4, B R A5
g7 X (P<0.05) 5 IEW A7 3 4 A 5 R 8 %% 1 RANKL/OPG . MIP- 1o, TSLP 5 PLI. GI & 1E 4 3¢ (P<
0.05) ; IEWF AT 3 H 5 #R15%  RANKL/OPG . MIP-1o , TSLP 1512 W 2F il 19 AUC f K, 4 0.907,
&t A T RANKL/OPG \MIP-1a  TSLP HA W] NIl PRIZ W H I E BB T o 2 o d Rl 2246 5.

[E@iA] ZET «BZRELE FEMA; BRI PRI PR - Lo MR R D0 L 400 A
HERE s R IR AT

The value of RANKL/OPG, MIP-1a, TSLP in the diagnosis of periodontal disease in
orthodontic treatment

YAN Lihui, CHEN Zhuo*, XIE Bing, YAO Hailiang, ZHANG Xian, LIU Lin, WU Shigian, YUE Yang
(Department of Stomatology, Zhengzhou Central Hospital Affiliated to Zhengzhou University, Zhengzhou,
Henan, China, 450000 )

[ABSTRACT] Objective To explore the diagnostic value of nuclear factor kappa B receptor activator
ligand (RANKL)/osteoprotective protein (OPG) , monocyte inflammatory protein - la (MIP - la) , thymic
stromal lymphopoietin (TSLP) in orthodontic treatment of periodontal disease. Methods Twenty - four
orthodontic patients with periodontal disease in Zhengzhou Central Hospital Affiliated to Zhengzhou University
from March 2017 to March 2020 were selected as group A, and 30 orthodontic patients with normal periodontal
period were selected as group B, and the two groups were compared during orthodontic treatment. RANKL/
OPG, MIP- la, TSLP levels, periodontal indexes: plaque index (PLI) , gingival index (GI) in gingival
crevicular fluid at 1, 3, and 6 months were compared. The diagnostic value of various gingival crevicular fluid
indicators for periodontal disease was analyzed. Results Comparison of RANKL/OPG, MIP-1a, TSLP, PLI
and GI levels in gingival crevicular fluid after orthodontic treatment 1 month and 3 months: the periodontal
patient group > the normal group (P<0.05). After 3 months of orthodontic treatment, RANKL/OPG, MIP-1«,
TSLP in gingival crevicular fluid were positively correlated with PLI and GI (P<0.05). After 3 months of
orthodontic treatment, the AUC of RANKL/OPG, MIP-1a, and TSLP combined in the diagnosis of periodontal
disease in gingival crevicular fluid was the largest, which was 0.907. Conclusion The combination of RANKL/

OPG, MIP-1loaand TSLP in gingival crevicular fluid can provide scientific guidance for clinical diagnosis of

AR B A EFAH AR (A3 d) M B (LHGJ20191047)
A A5 FRON K B FR N s B I w B, R, 45 4 450000
*iBAZAE A TR, E-mail : 1156026104@qq.com
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periodontal disease in orthodontic treatment.

[KEY WORDS] Nuclear factor kappa B receptor activator ligand; osteoprotective protein; Monocyte

inflammatory protein-lo; Thymic stromal lymphopoietin; Periodontal disease; Orthodontic treatment

IEMRT A B THGE B H G KR N
JUs A BRI REMR A, W LA B A8 A A R Y
SR GURML , Wl B8 3 ) S 14 RORE , B I iR B
VARG E R BE , A B A A AR R B, (AR A A
IR SR TR Y S Ve WL L R S Ve e L
FE IR IR B FE b, 8 00 2F A 4 2 2 th ek
A RSP [ R 4 T BE 23 1Y A A I T Y
JE B O N IR, S EOE SR E AR, R
RIBENR AR A — e B RAE RN o [F]E
IERRAYT R T A AR RIE R G R,
OF JR 21 Y | F R e i e S A RS g2 o
JE I I ) & R R ORHE Y R, o 8 R A A
BT AR, v W SR A% T B 32 1R 35 Ak B 7 B 44
(receptor activator of nuclear factor kappa-B ligand,
RANKL )/ & $" & (osteoprotegerin, OPG ) - ffff ,
SR AR B, FAR A M 5% 1 B 1 - 1o (Macro-
phage inflammatory protein- 1o, MIP-1a) | fifi] fi 55 Joit
WREL 41 B A= B % (thymic stromal lymphopoietin,
TSLP) ¥ 0 S R, 1 G i A B vf v L 4 %
YER™ . AR5 2445 RANKL/OPG \MIP-1a
TSLP 7527 J& 5 tE AT o2 W B e U i 1o T
(B, BTENIRR ISR I —Ffrigts . M h .

1 FRFAE

1.1 —seR

8 B P K 2 B T 8 s BE e 11 s R} 2017
4F 3 1 & 2020 4 3 A F JE IE WA T A 244918
AL, IEH Y 30 1 E W R B AN B 41, Hodh &
30 4], 5 24 f51] , 4F 5 - 34 (22.49+1.60) % 5 14 i
I8 BT 1 (20.62£1.39) kg/m?; fig £2 F- 24 (15.19+
1.36) m; N A bR #E : AW 18 J8 27, 1 AR 2 5t
RAF A RAFIIKTE ; @4 B RO : B 55 1B,
BRI 0o U0 I 996 O G i %657 9 995 88 e
W B RS S R G, TR 255, Lok
b 4 R Y] s DREA: S - G IE W IR Y7 S, G i 5 Ak
i, JCIE S 2405 s, TR oF sl B o 2
& b ol R AR, T IR FIAR AR R AR &, TR
R A& 5 A4 5 @B 58 % G2 24 75 [7] — {37 1F W I 0 Ak SR
FHAR R A FERE I 36 5 DEAT IE R T, F I LA 4

o) 15 R4S @I o JE R B N PR
Ji 98 < AR I 1999 4F 2F JE 00 5 43 212 W g
FEMME 5. R B2 WibR i AR AR R AT
A 3= 6 B BEIC=5 mm 7 JH4%, i 5 225 o m
4 I i BH 7 A5 7E 20% LLF , 48 3 B TG
o, o bk, TGS . AR TR RS2 X
PERLR AT, WF XT3 A TR & .
1.2 ik

I ) 45 T BERINAYT  DRRF AL R 1 iR
DA LB E Y S IERHAY T RT AT 1.3.6 1
A G el g, A AR R A T il s o JRR
IR (PD) | A #R45%((Gingival index , GI) MBS
B(PLD ; BT A BFE R4 14 6 4505 (16,11 .26
36.31.46) 13 @i o5 K TC i F-& |, I BR
W R BE B BRI, R R, T2 i o
A7 B4 AJELR 45 (2 mmx10 mm) , 38 55 5BH 77 i 22
1k, 30 s S HUH 7 H B0 ALV RN I I 5 G, T 5 O
FH L FRHC B BUCSE RIS 6 MR 4R B 5
O FRE I 25 JR 0 S e B O B TR L 1
g/mL 5 AR AR B S5 B O i -70TC
TRIRGRAT , T PR SRAE S R 35 W] — 45/ kST
TEI o 2% PRI T R A R AR AR AR i, 12 000 t/min
B0 15 min, B5.02F42 10 em, BRI W, R L
VP2 S A B i) it 66 0 92 W P 4 7 5 T
B4 RANKL .OPG \MIP-1a .\ TSLP 7K, #3251
& PR HETR R B 2 10 we/mL, B 96 FLAR A FL A
PRUEWR 0.1 mL, ACHM N2 56 2 d AT AR
55,5 000 t/min B0 5 min, ERIEARSE L E i
W, 37C T W& 60 min, il AP, FIKIFEE 30
min , 2% FH B bR A 22 450 nm 954 A % 8% A
1148 RANKL/OPG,
1.3 Gtk

{1 J11 SPSS 24.0 AP HEATSE 40 Hr , RS HOR
Ph(x+s) o, B0 s THECTE R n (%) 2om 2 K
B s i 74 ¥ H RANKL/OPG \MIP-1a \ TSLP 5 PLI,
GI #H 5 : H Pearson AH 5437 ; i 14 7 H* RANKL/
OPG ,MIP-1a, TSLP 7K V- Xf 7 J&] 9% 9 12 Wi {8
ZARH TAERRIE (ROC) HIZE 4317 . LA P<0.05 b2
SHEGEE L
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2 HR

2.1 P IE BRI ET S EA W RANKL/OPG .
MIP-1a . TSLP 7K

P 2H TE IR E 9T AT IR T 6 S H JE R A W
RANKL/OPG MIP-1a TSLP /K V-25 3 G575 XL

(P>0.05) ; R4 IEWF AT 1.3.6 4 A J5 i i b
RANKL/OPG .MIP-1a . TSLP /K -5 45 TH 5 J5 B AIG
G HITE IEW AT 3 4 H 5 ik 81 5 s i (P<
0.05) ; A #HIE W i5 97 1.3 4 H J5 RANKL/OPG .
MIP-1a TSLP K -5 F B4, Z R A G 2# 53 X
(P<0.05), W#E1,

®1 WHAEWRATTRIEIR%EAEH RANKL/OPG MIP-1at TSLP 7K E L (x£5)
Table 1 levels of RANKL / OPG and MIP-1a . TSLP in GCF before and after orthodontic treatment in 2 groups (x +s)

i [r] 20 n IE WA R BRI 1 H G EWSAYY 3 N H I EWAYT 6 ™ H IR

RANKL/OPG A 24 0.57+0.10 0.82+0.15 0.96+0.24 0.63+0.16
B4l 30 0.55+0.12 0.68+0.13 0.73+0.18 0.60+0.12

t{H 0.654 3.672 4.025 0.787

P4 0.516 0.001 <0.001 0.435
MIP-1a (ng/pL) A 24 4.76x0.71 12.24+2.05 20.16+4.27 0.37+2.24
B4 30 4.52+0.66 8.73+1.76 13.29+3.08 8.81+2.03

t{H 1.284 6.768 6.864 0.962

P4 0.205 <0.001 <0.001 0.305
TSLP(ng/mL) A 24 4.04+0.67 6.29+1.28 8.56+2.34 5.32+0.94
B4 30 3.85+0.62 5.11+1.14 6.05£1.59 5.01+0.88

t{H 1.080 3.579 4.682 1.248

P{E 0.285 0.001 <0.001 0.218

2.2 P IERHAYTHT G PLILGI

W2 IE R T HT IR YT 6 A J5 PLILGI 2 5%
TG L (P>0.05) ; I IERTAYT 1.3.6 T H
J& PLL.GI 2 e 5 B 3, B 7E IERHG T
3 H 5 ik B R 6 (P<0.05) 5 A 4HIERIAYTY 1.3
MNHJGEPLILGL & T BYH, 2565055 X (P<
0.05). W#E2,

%2 WAERAJTHIEPLI.GILE (v+s)
Table 2 Comparison of PLI and GI between 2 groups before
and after orthodontic treatment (x +s)
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X B2 AUC 9 0.907(P<0.05), WK 1,
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ST A5 B2 B ESPLI SERAE N3 b ik 5
SRS AR 1 L

MER FHF BRL FMAES EEF KRR LM REL pUAE”

(# ZE] BH® W5 ESPLI AEffi i b i 2R3k K 584818 B0 , Y8R ESPLI 7E Jifi i 98 vh i WS M (6L
FAYRE . ik TCGA B i 201 5 Bl B8 v ESPLI 5E PR 3¢ 18 B0 K i 2 (16 TACHS A
B, e ESPLI TEMi g S5 I W 28U i #8225 . i@l cBioportal /3#T ESPLI $:H 58 A8 3 R 5848 B %
M FUS 1A B . Kaplan-Meier ¥ 20T ESPLI F2355%F (5 1) i5% 1 K F GEPIA 5 Kaplan Meier-plotter £
2 T HXT AT I0UE o st COX [BIH /M1 ESPLI &3k -5 i 48 £85I R T35 AH 5GP, F STRING %4z /4
¥R2 5 ESPLI 233K 0B A HAEM 4, . FIH] GSEA & 540 W7 F50I ESPLI 78 [ 96 vh 2 5 1 4 -3 %
G5R ESPLI A0 o 3 4 (P<0.05) , ESPLI 1F TCGA ¥t FEREAS h 278 5l 1.6% H 2878 40
BE R ER, 25 G475 L (P<0.05) . ESPLI 36K 5 1 SR A 7 AR TR k4, 25
S G L (P<0.05) . ESPLI 33k /K -5 stage 70 HH B e Ab %5 7 53 25 4H 5 (P<0.05) , J2 il i U
ST f PR 22 (HR=1.122, 95%CI: 1.014~1.241, P<0.05). &S HT45 5 Bon ESPLT 3 5 4240 41 i )&
W IR IE K Wit {5 S3@ B84, 5 ESPLI fEMIVE R E PRkt BA — 2R ER a2 5%
Tl 53 6 A0 T U 114 2 A 2 R I B i e TU , ESPLT A7 SRR DA i B e 105 BB v B s

[k ] ESPLI; Rl ; TCGA; WG 5 IR X

Clinical significance of ESPLI gene expression and mutation in lung adenocarcinoma
based on bioinformatics analysis

LIU Jiacui', HUANG Ben', Cheng Qingyuan', CAI Weiguo®’, DUAN Yiping', CHEN Liangyue', MA Tiantian',
ZHU Cuiwen', YU Mingxia'*

(1. Gene Diagnosis Center , Zhongnan Hospital of Wuhan University , Wuhan, Hubei, China, 430071 ;

2. Department of Radiology, Zhongnan Hospital of Wuhan University, Wuhan, Hubei, China, 430071)

[ABSTRACT] Objective To study the expression and mutation of ESPLI and explore the prognostic
value and biological function of ESPLI in lung adenocarcinoma. Methods ESPLI expression profile and
clinicopathological data of lung adenocarcinoma patients were downloaded from the TCGA database. The
expression differences between the cancer group and the normal control group were compared. ESPLI mutation
rate and the prognosis of mutant patients were analyzed by cBioportal. Kaplan - Meier method was used to
perform survival analysis, GEPIA and Kaplan Meier - plotter online tools were used to verify the prognostic
value. COX regression was used to analyze the correlation between ESPLI expression and the clinical prognosis

of patients with lung adenocarcinoma, and the STRING database was used to explore the protein interaction
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network co - expressed with ESPLI. GSEA enrichment analysis was used to predict the molecular pathway
involved in ESPL! in lung adenocarcinoma. Results The expression level of ESPLI in the lung
adenocarcinoma group was higher than that in the normal control group (P<0.05). The mutation rate of ESPLI
in the TCGA database samples was 1.6% and the survival rate of patients in the mutation group was significantly
reduced (P<0.05). The overall survival rate of ESPLI in the ESPLI high expression group was lower than that
in the low expression group. The expression level of ESPLI was significantly related to TNM stage and distant
metastasis (P<0.05). ESPLI was an independent risk factor for the prognosis of lung adenocarcinoma (HR=
1.122, 95% CI: 1.014-1.241, P<0.05). The GSEA enrichment analysis results indicated that ESPLI was
mainly enriched in cell cycle, base excision repair and Wnt signaling pathway. Conclusion ESPLI is highly
expressed in patients with lung adenocarcinoma and has a certain mutation rate. It can participate in a variety of

signaling pathways to promote the occurrence and development of lung adenocarcinoma and affect its prognosis.

ESPLI is expected to be a target for evaluating the prognosis and treatment of lung adenocarcinoma.
[KEY WORDS] ESPLI; Lung adenocarcinoma; TCGA ; Prognosis; Clinical significance
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FEA LRI il B FAR AR RN
15% , AR IT WS — g i J | (H AR A 3R/ e 4
F2 o I, WA > R m AL, SR A
EY QNP ETRIVE AT 7/Bvi o s e A R TR (R DA QIS WA i
BEN SRS AEEE L AR
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A e 2 R AR PN R T M S R ) G 5 R
RS B R M oy Mt B R R EAEHY .
5 T 1) D) BB S AE A 22 0 245 30 T Uy s 22 e 5 FfT
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5 DNA i &2 iz i 5 Z M ALY T
HE™" . ESPLI 33k 52 3| ™ k& i 45 LA R 17 2 8 %2
UM AE P 2E TS SRR Ia AT o T TR 4 i
1 DNA #0548 52 b iy 241, ESPLI 335 5
B ASIY RT i R bR Y A AR Kk A G BiF
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i AR MR rh SR RS I B TS . (H RIS
FAEN R ARG Sl RAE DGR R A THE
U, ASBIF 5 ) FH 966 9 JE P 41 (81 3% (The Cancer Ge-
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ESPLI TE i J 88 v iy e 3k =748 S U e i, JF 13
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R 4.0.2 F A4 “survival " 41 43 By W 2 2 ] A4 A 77
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pku.cn/) . Kaplan Meier-plotter 7& 28 58 §i% J4 (https : //
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Figure 1 Expression and mutation rate of ESPLI in lung

adenocarcinoma and normal lung tissues
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Figure 2 Correlation analysis between ESPL1 expression
and clinicopathological characteristics of patients with lung

adenocarcinoma
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Figure 3 Prognosis of ESPL1in lung adenocarcinoma
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Relationship between nipple discharge and serum markers of carcinoembryonic antigen,
cancer antigens 125 and cancer antigens 153 levels and clinicopathological factors of
breast cancer

QIN Yan*, CHEN Ying, CHEN Lei

(Department of laboratory, Rizhao people’s Hospital Affiliated to Jining Medical College, Rizhao, Shandong,
China, 276826)

[ABSTRACT] Objective To study the expression and significance of carcinoembryonic antigen
(CEA) , carbohydrate antigen 125 (CA125) and carbohydrate antigen 153 (CA153) in nipple discharge in
breast cancer. Methods The levels of CEA, CA153 and CA125 were detected by Electrochemiluminescence
in 43 cases of ductal carcinoma of breast and 136 cases of benign breast lesions between January 2014 and De-
cember of —2019 in Rizhao People’s Hospital, and the relationship between nipple discharge CEA, CA153 and
CA125 levels and their clinicopathological factors in 43 cases of breast ductal carcinoma of Immunhistochemi-
cal Ultra Sensitive™ S-P method was employed to detect the expression of ER, PR, Her-2/neu and Ki-67 in 43
cases of breast invasive carcinoma. Results Our results indicate that the CEA, CA153 and CA125 levels of
nipple discharge and serum in breast cancer patients were significantly higher than those in benign lesions, the
difference was statistically significant (P<0.05). The levels of CEA, CA153 and CA125 in nipple discharge of
breast cancer group were higher than those in serum, the difference was statistically significant (P<0.05). Com-
parison of the levels of CEA, CA153, and CA125 in the nipple discharge of patients with different histological

grades, lymph node metastasis, tumor recurrence, HER-2/neu expression, VEGF and Ki-67 index in the breast

KRB . FT EFRABIFAHARFF AL (JYFC2018FKJ055)
Ve ls T ESFRME D BTARERARFA, LA, B 5276826
B AR, E

-mail : tongshuoshuo@163.com



- 1762 - A TWISIAIT AR 20214E11H #5134 5118 T Mol Diagn Ther, November 2021, Vol. 13 No. 11

cancer observation group, the difference was statistically significant (P<0.05). There was no statistically signifi-
cant difference in the levels of CEA, CA153, and CA125 in nipple discharge in different BMI, ER&PR, age of
disease, and tumor size (P>0.05). Conclusion The detection of CEA, CA153 and CA125 in nipple discharge

has increased a potential way of examination, and routine dynamic detection of serum CEA, CA153 and CA125

tumor markers can help breast cancer to predict prognosis and guide the monitoring of tumor recurrence and me-

tastasis.

[KEY WORDS] Breast cancer; Nipple discharge; Serum; carcinoembryonic antigen; Cancer antigens

125; Cancer antigens 153
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i AN
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Expression and significance of VEGF-C, CCL21 and Bmi-1 protein in epithelial ovarian
cancer

HUI Zhilong '*, ZHANG Liping ', WANG Longying*, WANG Hui"’

(1. Department of Gynecology, the First Affiliated Hospital of Hebei North University , Zhangjiakou, Hebei,
China, 075000; 2. Department of Obstetrics and Gynecology, the First Affiliated Hospital of Hebei North Uni-
versity , Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To analyze the expression of vascular endothelial growth factor C (VEGF-C),
CC chemokine ligand (CCL21) , and B-cell-specific Moloney leukemia virus insertion site-1 (Bmi-1) in the
tissues of epithelial ovarian cancer and its relationship with microlymphangiogenesis and prognosis of patients.
Methods The 82 patients with epithelial ovarian cancer admitted to the First Affiliated Hospital of Hebei North
University from January 2017 to January 2020 were selected. The cancer tissues were collected as the study
group and normal tissues 3 cm away from the cancer tissues were selected as the control group. The expression
of VEGF-C, CCL21 and Bmi-1 in the two groups were compared. The relationship among the above factors,
microlymphatic vessel density (LVD) and the pathological characteristics of epithelial ovarian cancer and the
correlations between each factor and LVD were analyzed. Multivariate Logistic regression was used to analyze

the risk factors that affected the prognosis of patients. Results The positive expression rates of VEGF-C,
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CCL21 and Bmi- 1 in the study group were significantly higher than those in the control group, and the
differences were statistically significant (P<0.05). The positive expression rate of VEGF-C and CCL21 was
significantly correlated with the clinical stage, lymph node metastasis and pathological grade of epithelial
ovarian cancer (P<0.05). The positive expression rate of Bmi- 1 was significantly correlated with the
histological type, clinical stage, and lymph node metastasis of epithelial ovarian cancer (P<0.05). LVD value
had significant correlation with histological type, clinical stage, lymph node metastasis and pathological grade
of epithelial ovarian cancer (P<0.05). The results of correlation analysis showed that VEGF-C, CCL21 and
Bmi-1 were all positively correlated with LVD (P<0.05). Multivariate logistic regression analysis showed that
VEGF-C (positive) , CCL21 (positive) and Bmi-1 (positive) were independent risk factors affecting the
prognosis survival of patients with epithelial ovarian cancer (P<0.05). Conclusion The overexpression of

VEGF-C, CCL21 and Bmi-1 in epithelial ovarian cancer may promote microlymphangiogenesis, which may

indicate a poor prognosis.

[KEY WORDS] VEGF-C; CCL21; Bmi-1; Epithelial ovarian cancer; Microlymphangiogenesis
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Table 2 Relationship between pathological features of epithelial ovarian cancer and VEGF-C, CCL21, Bmi-1 and LVD
[n(%), (x+s) ]
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Table 3 univariate and multivariate analysis of prognosis in patients with epithelial ovarian cance
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(13/27), 1 # 44.6%(29/65) , K HEST Y 65.5% (36/55) , 22 53745 Gi it 7% X (P<0.05) , SCCmec 43 %15 MRSA-
TEC-HR A —E 5t (r=0.22) . A[F] SCCmec ZIHI1Y MRSA X VAN [y 57 B i 25 543 51 4 - IV #1 40.7%
(48118), V7 29.49%(5/17) , 11 1} 29.2%(21/72) , ! 23.3%(7/30) , RAEITT 41.1%(23/56) , 25 57 L Giit2F
& X (P>0.05),SCCmec 437 5 MRSA-VAN-HR NELEAHGHE, 4518 IR MRSA SCCmec %151 LA
SCCmec VI =, Hyk 2 1%, MRSA % VAN 5 TEC A% & i S R M 25 2, % TEC # 5 PE i 245 2% 5
F VAN, MRSA (1) SCCmec BI5I|5 HXF TEC (5 Bt 254 — e fAi st

[SE483A] T P40 PO AR 4 B (0 49 3R T8 ; SCCmec 431 ; S B PEm 24 il & £ BEhiT

Heteroresistance and molecular typing of methicillin - resistant Staphylococcus aureus to
vancomycin and teicoplanin

LAN Kai', ZHONG Guosheng®, LIU Yuyang’, CHEN Yao’, WU Zhongwen’, YU Xuegao®, CHEN Cha'*,
HUANG Bin**

(1. Department of Laboratory Medicine , Guangdong Hospital of Traditional Chinese Medicine , Guangzhou,
Guangdong, China, 510120; 2. Department of Medical Technology, Guangdong Medical University,
Dongguan, Guangdong, China, 523770; 3. Department of Clinical Laboratory, the First Affiliated Hospital
of Sun Yat-Sen University , Guangzhou, Guangdong, China, 510080)

[ABSTRACT] Objective To study the heteroresistance (HR) of methicillin-resistant Staphylococcus
aureus (MRSA) to vancomycin (VAN) and teicoplanin (TEC) , and the corresponding molecular typing,

and to provide a basis for guiding clinical treatment and lay a foundation for further investigation of the
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mechanism of HR in MRSA. Methods A total of 305 MRSA isolates were collected from the First Affiliated
Hospital of Sun Yat-sen University from January 2016 to December 2020. The Multiplex PCR was used for
SCCmec typing. The HR of MRSA resistance to VAN and TEC were primary screened by microtitration
population analysis profiling (MPAP) and confirmed by population analysis profiling (PAP). Results 1In
SCCmec classification, type IV a accounted for 35.7% (109/305) , type IVb 2.0% (6/305), type V¢ 0.3% (1/
305), type IVd 0.7% (2/305) , type Il 25.9% ( 79/305) , typelll 10.2% (31/305), type V 5.6% (17/305), and
19.7% (60/305) could not be classified. MRSA isolated from blood and pus specimens are mainly SCCmec type IV ,
accounting for 47.9% (45/94) and 43.0% (43/100) respectively. The MRSA isolated from sputum samples was
mainly SCCmec type Il , accounting for 50.5% (35/111). PAP method showed that the positive rates of MRSA
to VAN and TEC were 35.5% (104/293) and 59.9% (163/272) (P<0.05). The heteroresistance rates of
different SCCmec types of MRSA to TEC are: type IV 69.7% (76/109) , type V 56.3% (9/16) , typelll 48.1%
(13/27) , type Il 44.6% (29/65) , 65.5% (36/55) failed to be typed, the difference was statistically significant
(P<0.05), SCCmec typing has a certain correlation with MRSA-TEC-HR (r=0.22). The heteroresistance rates
of different SCCmec types of MRSA to VAN are: typelV 40.7% (48/118) , type V 29.4% (5/17) , type Il
29.2% (21/72) , type Il 23.3% (7/30) , 41.1% (23/56) failed to type, the difference was not statistically
significant (P>0.05) , there was no correlation between SCCmec typing and MRSA - VAN -HR. Conclusion
The clinically isolated MRSA SCCmec type is mainly SCCmec type IV, followed by type Il . MRSA has a higher

rate of heterogeneous resistance to VAN and TEC, and the rate of heterogeneous resistance to TEC is higher

than that of VAN. The SCCmec type of MRSA is related to its heterogeneous resistance to TEC.

[KEY WORDS] Methicillin - resistant Staphylococcus aureus; SCCmec typing; Heteroresistance;

Teicoplanin; Vancomycin

S 5 PR 24 (heteroresistance , HR ) & 45 [5] — 77
et TRT PR H [) B 7 7 o S A 3R T 24 R AU T A
MG, W] RE 2 T 350G IR b 2 24 2 Wl 2= 5
Tk 245 R P A A T LSRR DL 00 TR
OB S 25 5. KEILIOKR, Jily
% % (vancomycin, VAN) JZiR97 H & PU M4 1
A BRI (Methicillin-resistant Staphylococcus aure-
us , MRSA) W L2540 , Bl A HAE G R A %) 12 1
J,MRSA X VAN BYSUSEZ I B 1%, S sty
2 P & W A A BRI (heterogeneous vancomy-
cin-intermediate Staphylococcus aureus, hVISA) [t}
o H0 R ke Ay H S o P T 24 A BIL AR N T A
A 5E MRSA 5 o3 14 i 245 i AL S 45 il L
B A BRTAH YL AR mec &KL R % AL o (staphy-
lococcal cassete chromosome mec, SCCmec ) 43 il J&
H mi s PREE 0 3 85 . B, BN Ak
il 5% % B MRSA it 25 L il 5 SCCmec JT 15 &
mecA .mecC 55 A OGN 2 5L P AU 53 22 48 1 I 428 LA
SAERERTE B 55 5 /B MRSA 5 5t ME i 245 1)
BLEI ¥ Ao 2 . B %5 7 (teicoplanin, TEC)
5 VAN [l & THEIR B AR, T iz i H TR, H
IAIFRCR 5 VAN A2 (HZ MRSA Xf TEC /57 5t
PR 2515 DL T AN 2 . B, A SCHLESE MRSA

X} VAN FI TEC 4 5 J M i 24175 O, %A T SCC-
mec F& K 43 Y, I WF 58 SCCmec & [H A 2 & 5
MRSA 11 5 BT PERfT 2454 5C, i MRSA 5 Ui 24 1)
A TR SE I S B iR AR S 5S Z 4K , S MRSA &
F 1) S Jo M T 2 AL AF 5 B it

1 HESHE

1.1 ERRR

AR 2016 4F 1 A 2 2020 4F 12 H [0 H il K4
I Je 2 — = B M R 73 B A MRS A 305 #k , S Bk [l —
BEEE B MEK, R T-80CHEH . HkT
B MR ERIBRAS o B4 T bk 4 o (LA
BKH ATCC 25923 W 1 T4 7 4 [ s PRAS 30 .0 5
SCCmec 73 B AR E T Bk i E 1 R B2 B A6 30 Bk Ax
Ti R
1.2 TSR

VAN ¥3 KW {1 2 se MRAARA R A
TEC ¥y AR W A L g IRt A= B A BR 22 7], Brain
Heart Infusion Agar i (> ¥% #% 35§ . Brain Heart In-
fusion Broth fisi:(> 1=K R W B 5 & = B el Vi 1A
Wi ARG PR 7, Vitek 2 4> F 3l 32E Wi il & 4t
W L AR A BN ) Veriti 735 AU [ 5 [
Life Technologies /A 7] , Vilber Fusion FX7 & i i,
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1445 [ 32 E VILBER A ], DYY-6C HL kAU A
bt AN—{XE) ", PCR 5 2L T A TR (|
) A A FR 2N 5] A L, 2%XAccurate Tag T W )
H e SR AR TR PR D
1.3 WHEE I

HF 11 R 2325 B9 MRSA M —80°CVKAR B |, i 1
J& FHAZ R A PR — IR TR, 43 X R 4420 T 1l
B, 37CHE 57 18 h, 15 5] MRSA BN .
1.4 SCCmec 473!

K N IR 22 FE R B A FR S A R R B
A AR ) A PR B B 1) DNA, #2082 2% SCmk o
BS54 L2 1, 2R £ # PCR #£ 17 SCCmec 43 %4
Z # PCR [ W 4% 14 : 28 M 94°C 5 min; 284 94C
45 5,18 Kk 65T 45 s, ZEH 72°C 90 s I 10 MFIR ;48
P 94C 45 s, 1B k 55C 45 s, ZEff 729C 90 s H: 25 4
TEIN 5 i 5 ZEAH 72°C 10 min, BU 3 wL KL P2 W) 1E
1.2% B AR EEE S L LK, 75 120 V .55 mA 54 N HL
7K 40 min J5 FHBERE BG 2R Go AR 45 R BRI AT

%1 SCCmec BERE5EIEF IS
Table 1  Primers of SCCmec genotyping

L 117
S A (5 30) f;rgf;f”)
SCCmec I F GCTTTAAAGAGTGTCGTTACAGG 613
R GTTCTCTCATAGTATGACGTCC
SCCmecll F CGTTGAAGATGATGAAGCG 398
R CGAAATCAATGGTTAATGGACC
SCCmeclll F CCATATTGTGTACGATGCG 280
R CCTTAGTTGTCGTAACAGATCG
SCCmeclVa F GCCTTATTCGAAGAAACCG 776
R CTACTCTTCTGAAAAGCGTCG
SCCmeclVb F TCTGGAATTACTTCAGCTGC 493

R AAACAATATTGCTCTCCCTC

SCCmeclVe F ACAATATTTGTATTATCGGAGAGC 200
R TTGGTATGAGGTATTGCTGG

SCCmeclVd F CTCAAAATACGGACCCCAATACA 881
R TGCTCCAGTAATTGCTAAAG

SCCmecV F GAACATTGTTACTTAAATGAGCG 325
R TGAAAGTTGTACCCTTGACACC

1.5 S ST 259 i

P TR E i Y 43 B i % A2 15 (microtitration
population analysis profiling, MPAP) "' %} MRSA it
A7 5 BT 24 2 BURD i , 23 B ] 7 A oA ik
& 22~2'mg/L & VAN 1 TEC Y BHI ¥4 . HkHL
5293 1 BN S BE TR I #E AT 3 mL BHI A7 35 5%
H,37CHE ROIE TS L FH BHI P 32 18 15 T 9 e 4%
-4 10'.10*,10°, 10", 10°,10°, 10" CFU/mL, HZ 10
pL R E T EPUER PR, B iR W

T, B YR 10 BRI R . LR E A IR
37°CHEH 48 h Jm WAL AN AL KA L, BT 7% Bt il
B UL R W T T 208 R R B AR T vk
(minimum inhibitory concentration, MIC) 5 # &5 A~
0 B ¥ & (the highest noninhibitory concentration,
HNIC) 19 LB KT 8, W) Sk 5 Joa P s 245 400 o P A
1.6 SRk 258k

K FH R 3% 74 43 T 7% (population analysis pro-
filing, PAP) "% MRSA 57 Jii P4 i 24 2 78 4] i PH 14
WARIEA TR . A3 BIEC T 7 A% LR Bk B 2°~2°
mg/L & VAN Fl TEC i BHI F-#r . #kHHR BHE
(1) BN T [ TR V% 4 A0 T 3 mL BHI A ¥ 15 97 3%,
3TCH I TE S , FH BHI R I8 15 TR R B 23 501
10'.10°,10°.10' . 10°.10° . 10° CFU/mL. H{ 20 pL 3
W A2 T PAP BB REDUAE 314, 500, Hi A =
K. 37CHFE 48 h 5 W% 114k, 3-8 Graph-Pad
Prism HCPFKs B 7 it 5 AR S AR IR, 27 MIC
55 HNIC AR T 8, WA eSS it 25 A ik FH A
1.7 Gt

FIH SPSS 25.0 Geit #4217 4811431 5 1AL
FORLR I n(%) 378, R 2 K305 P<0.05 22 A
Giiterm Lo

2 #R

2.1 MRSA Il REFAE

305 ¥k MRSA £ /57 B [ B & K W 36.4%
(111/305) . Ifil & 30.8% (94/305) \ f& K 32.8% (100/
305) o ¢ B P E O EHAE W E 26.6% (81/
305) Al 26.9% (82/305) . N B} 10.5% (32/305) .
22X 7.5%(23/305) ZJKEL 7.5%(23/305) .
2.2 SCCmec 43l

79 ¥k &y SCCmec 1T %! 25.9% , 31 #% >~ SCCmec
I %4 10.2%, 109 ¥k~ SCCmec IVa # 35.7% ,6 ¥k N
SCCmec IVb #Y2.0%,1 # A SCCmec V¢ %! 0.3%,2
¥k &y SCCmec IVd 4 0.7% , 17 ¥k & SCCmec V %!
5.6% , % T 60 R AFEH 1 19.7% ., 4> MRSA SC-
Cmec 7RI UK ZE S WA 1, MR AR AARAS Hh 40 B
# MRSA =%} SCCmec IV Y ; IR ARAS Hh 43 B 1
MRSA F%Jy SCCmec Il #1(P<0.05), W32,
2.3  MRSA 5 Jii P i 2547 i

305 ¥k MRSA H 12 ¥k % VAN Tit 2 , 33 #k %
TEC i 24 , 6 A [F] IS PR 25 T 245, J5 85 S 55 53l 3 o3
X} VAN F1 TEC Tit 245 i) MRSA , ] T X} VAN £ &
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£ : M, DL2000 DNA marker; M’,SCCmec | .SCCmec Il .SCCmec
I . SCCmecIVa Al SCCmec V TiFl SCCmec 5 #E i £ £ # PCR j*
W;1-20, %4> MRSA Z 3 PCR Lk 455, o 1 24 SCCmec IVd
#,3.7.11.13.16.17.18 2 SCCmec Va %, 5,14 Jy SCCmec Vb
#,6.8.9.12 24 SCCmec 11 %!, 15 24 SCCmec M %!, 19 2 SCCmec
V1,20 4 SCCmec Ve 7, 2 4 KREEHT
1 &84 MRSA SCCmec 7 BI45 R (£ PCR)
Figure 1 SCCmec typing results of partial MRSA (multiples
PCR)

280(

®2 REFAERAZLEE MRSA # SCCmec 7 BILER
[n(%)]
Table 2 SCCmec typing results of MRSA from different
types of specimens [ 1(%) ]

dM a IW MR NE VL R

M 94  11(11.7)* 9(9.6) 45(47.9)* 6(6.4) 23(24.5)
Mede 100 12(12.0)° 14(14.0) 43(43.0)" 7(7.0) 24(24.0)
B 111 56(50.5)  8(7.2) 30(27.0) 4(3.6) 13(11.7)
AL 56.3
P <0.05

SR AL H ,*P<0.05,

) MRSA 293 ¥ , % TEC % 2% i) MRSA 272 £k .
4355+ VAN | TEC U= () MRSA #E4T MPAP 5 Jit
PETR 25005, WA 2, MPAP 45 8 i 75 %F VAN 5
J5 P 1 25 MRSA (MRSA-VAN-HR) H 4 T 114 £
(114/293, 38.9% ) , X} TEC 5 Ji % fif 25 MRSA
(MRSA - TEC - HR) [H t 7 166 tk (166/272,
61.0% ) , 22 7% A Bt % 5 L (P<0.05) ; MRSA X}
VAN F1 TEC [R] B 57 5 14 i 25 (MRSA-VAN-TEC-
HR) B 68 £ .

Y
©0 0o fif
it

VAN (mg/L)
T s P 4R T HE S MPAP 7 HR FH4:45 4 ; A 5 MRSA-TEC-HR
MPAP 4] i 25 5 ; B 4 MRSA-VAN-HR MPAP £ 40 4%
B2 MRSA-TEC-HR 5 MRSA-VAN-HR #]#i §9
MPAP £ R
Figure 2 The preliminary screening results of MRSA-TEC-
HR and MRSA-VAN-HR by MPAP method

2.4 MRSA 5l P 258 UuE

PAP 3£ WK, 114 BEW) 0 XF VAN 5 51 PE it 24
P T8 A A 104 BR B TIE X VAN S5 5 i 24 BH 2
(MRSA-VAN-HR) , 5 5 15 i 25 % 35.5% (104/
293) 5 166 Bk ] i X TEC 5 R Mt 25 BHYE B oA
163 #RXF TEC 5 5t 14 i 245 FH % (MRSA-TEC-HR) ,
S J P T 25 %K 59.9% (163/272) , MRSA X VAN
5 TEC i) 5 B bEm 25 R A, Z R A St 2e i L
(P<0.05), 621k MRSA £ ¥ & VAN HI TEC [w] b}
S JF VM 25 (MRSA-VAN- TEC-HR) . WL[& 3.

VAN (mg/L)
C s ] e~ ATCC 25923 D s e ATCC 25923

PN # MRSA-TEC-HR1 o = = MRSA-VAN-HR1
. * ‘ + MRSATECHRZ _ © "+ MRSA-VAN-HR2
2o N * MRSA-TEC-HR3 20, | ¥ MRSA-VAN-HR3
z MRSA-TEC-HRI 5 " MRSA-VAN-HR1
o 2 Qﬂ MRSA-TECRI 5 o | © MRSA-VAN-RI

0 X » - . - " 0 4

05 1 2 4 8 16 32 05 1 2 4 8 16 32

TEC (mg/L) VAN (mg/L)

¥ : Ay MRSA-TEC-HR PAP i i iF 45 % ; B & MRSA-VAN-HR
PAP 7EHIIF4S S, C 7 MRSA %I TEC (1) PAP i £ %] ; D 2 MRSA
Xt VAN ) PAP fii £k
B3 MRSA-TEC-HR 5 MRSA-VAN-HR PAP i HiE 45 R
Figrue 3 The results of MRSA-TEC-HR and MRSA-VAN-
HR by PAP method

2.5 SCCmec 73 5 MRSA S 5 M it 24175 15 4 +H
B

[ SCCmec %Y 51| 1 MRSA X TEC {52 i P
it 253 L8, 25 57 A Geit22 8 X (P<0.05) , SCCmec
/3 %1 5 MRSA-TEC-HR A — & # & E (r=0.22) .
ANJA] SCCmec 51 MRSA X VAN #5525 M i 25
T, 2RISR X (P>0.05) ,SCCmec 4371
£ MRSA-VAN-HR NFFERASENE, WLEE 3,

3 it

SCCmec 73 B 21 PR K 0 503 B9k, Al
MR 2 H PCR J B VK %7 9 6 B AT 0 1 0 2
SCCmec JCHFWPEFR g “ MR 24 87, #5747 1) Z Rt 25
JLIN Al fEHL 5 MRSA HY 57 BUPE 25 LG A7 e —
IIP 7
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%3 MRSA By SCCmec BU5H 5 BRI 25 X o7

Table 3 Correlation analysis between SCCmec typing and heteroresistance of MRSA

SCCmec T 51| (1) 57 1 Tiid 2455 (% )

MR ' T IV v Fiepm WP M
TEC 44.6(29/65)* 48.1(13/27) 69.7(76/109)* 56.3(9/16) 65.5(36/55) 0.22 0.01  13.03
VAN 29.2(21/72) 23.3(7/30) 40.7(48/118) 29.4(5/17) 41.1(23/56) 014 023 562

T SRR 25 % A, P<0.05,

A BE 2016 2 2020 4 F A 8] G K 20 5 8
MRSA A7 H kL SCCmec IV 4 F(38.7% ) , H:
K N SCCmec 1T ! (25.9% ) , 2 7~ 6 IR 70 55 1Y
MRSA LA SCCmec IV &y FEMATHE M, il fE S
SCCmec [V % 5T 4 A X 5 5 B 25 59 A6 A IRl i A% 1
5 MRSA th A T AR 2008 4 & 2011
4F PU AR ] 560 #k MRSA 43 % 82 4 SCCmec Il %
(5 66%)", $E~ X JLAE[E A BE & 4= T MRSA B
M LA SCCmec I #Y Sk 3= 31| P SCCmec IV | 1T #Y
R FERFEAS B NA O CHER R E MRSA SCCmec
YRV R B DM AN R FE B A
KIFFE A 60 KR (19.7% ) K BE 43, AT BEJZ bR T
SCCmec | ~V B LMY SCCmec VI-X IV 5, {H J&
T AEAEHT B SE A ik — i oe . AFsR
He P T A 6] A5 AL 26 8 MRSA [ SCCmec 43 Kl 45
WORTR], I 3 A0 e W b AR R L SCCmec IV #Y h
I, AR AN L SCCmec 1T AN 3 ; #2718 SC-
Cme IV %I MRSA ¥ 7% By 28 1L U8 Pk K Ak Fik PE J&
Y iR 2 AL #% , T SCCmec 11 % MRSA T %5 5) i
1 PG AL 5

H T, A 5 MRSA 5 57 P i 2415 40 1) i 18 A
XPED B W ST 32 %8 MRSA X VAN 1 5%
FrPEmT 25 . VAN AE A IR R _EI6 97 MRSA &5
—IB B2, i )2, 23k MRSA-VAN-HR
i WG 5, 2004 4F () — TR 5 RS 42 GE
H ] SR b X h-VISA K 2R R 6.7% 5 2009 4F 3%
FA HL X A9 h-VISA 73 B K R 13.4%''; 2012 & 2017
AF 5 AR (RS M R 24 B T8 5 — 5 BE h-VISA K R
H17.9%" . ARBFGEEE R Bon ool KA R AR
— [ B% 2016 % 2020 4F 5 4F [A] MRSA-VAN-HR #5
R 35.5% , HH HL T O AT HRAE AR R L 42
7 MRSA Xf VAN (1) 5 B Vi 25 B4 /i e J™ o

TEC 5 VAN #4E bl KR HT A R L) 2 1
T IGIR, TECIRYTRCR 5 VAN A, Hif R I
MRSA-TEC-HR £ i1 Z iAH i 8 o R o045 28
7N A Bt MRSA-TEC-HR [ 4 2R 4 59.9% , #£ 7K

MRSA Xt TEC 47 ¢ 1= 19 55 ot 14 i 245 7K °F- .

SCCmec %I i 5 MRSA S 5t M ik 24 %) A 6 1
3, SCCmec %151 5 MRSA-TEC-HR f£4E— &
(Y AH JC P A G5 FE R 55 . SCCmec IV % MRSA -
TEC- HR BHPEHE 1K 69.7% , $2 7 AR T H & SCC-
mec 73 %, SCCmec IV % MRSA 525 B X TEC
(1) S T PE 25 . SCCmec %1 51 5 MRSA-VAN- HR
ANAETEFACAE

25 LTI, AR B I R 43 25 MRSA [ i A7 0 Ak
Al REAF7E LA SCCmec I AL A & F| L SCCmec IV #!
N EFEAE  SCCmec IV A MRSA HZE#iiATHe s
o7 3 FE A DXCPR B ) AR AR AR S A R
Bij 1k % & WifT. MRSA X VAN 5 TEC # A7 1E
B Y S PR T 25 7K A7 06 B W MRSA
1t 245 14 14 A% Ak FH T 48 0 R 24, LA skE e fIG5R) i
A= ZE X MRSA 1 K B 8] TER/E H . MRSA |9
SCCmec %15l 5 MRSA X TEC f4 5 Jit M it 25 1 i
T —E M LI R . MRSA Xf TEC 5 VAN &
Jo P T 25 0 0 ML A AR, LB 1k 57 T
PRI 24 B RE & R AT 25 1 .
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Ki67.p63.P504s . LIMKI . Cofilin %% 2H AL A& I 1E Fif
AR B2 Wb A

i R X

[ ZE] B HREBAMFARKEN Ki67 . p63 . P504s . LIMKI | Cofilin BH 4 3% ik X i 51 Iij 9
BWIWER . A R 5 ERRF MR LR R PR EE BE [ 2012 4F 3 J % 2021 48 3 7, 111 51 iR
T 2 0 R R U AR 100 ) R R G BRIS W 4 SROGE AR AR IR AT 4 28, R 45 FE AR TR K67 . p63 L P504s
LIMKI1 . Cofilin A9 FH P R iX 15 & o I 4 I 17 5] i 9 A 4 h Ki67 . p63 . P504s . LIMKI , Cofilin f4 BH 1 3%
AL A R B AR AE I E R . 58 Ki67 . P504s . LIMKI . Cofilin 7 §if 71 B 985 vh k6t FH 1 % I 2%
Th i, p63 B % B 3 FR AL (P<0.05) . Ki67 . p63 . P504s . LIMKI1 . Cofilin BF 446 H1 28 F 5 35 4F 8 TG ¢
(P>0.05) , FIHT 5 R 7R L PSA MR BE bk 045 %% B LI K 43 1 F1 Gleason PF 434 5 (P<0.05) . it fiff
FH 4 55 40 A6 H AR #6 Ki67 | po3 . P504s \ LIMK1 . Cofilin %5 Rij 51 i 6 AR 254 , 246 0 Ri7 51 90 1 A 200
Hi2 Wi,

[X#EiF] fedifb; Kio7; p63; P504s; LIMKI; Cofilin; R4 M 5 I K2 Wi

The value of Ki67, p63, P504s, LIMK1, Cofilin immunohistochemical detection in the di-
agnosis of prostate pathology
HE Jin*, XU Yue, SHEN Wenting

(Department of Pathology, Jiangsu Shengze Hospital, Nanjing Medical University , Suzhou, Jiangsu, China,
215200)

[ABSTRACT] Objective To explore the role of immunohistochemical detection of Ki67, p63,
P504S, LIMKI, cofilin in the diagnosis of prostate cancer. Methods From September 2018 to September
2020, 320 patients with prostate related surgery and treatment in our hospital were collected. The samples were
classified according to the pathological diagnosis results, and the positive expressions of Ki67, p63, P504S,
LIMKI1 and Cofilin were detected. The expressions of Ki67, p63, P504S, LIMKI and Cofilin in prostate cancer
samples were detected, and their relationship with clinicopathological features was analyzed. Results The
positive rates of Ki67, p63, P504S, LIMKI and cofilin in prostate cancer were significantly increased (P<
0.05). The positive detection rate of Ki67, p63, P504s, LIMKI, Cofilin is not related to the age of the patient
(P>0.05) , and is related to prostate volume, PSA concentration, lymph node metastasis, clinical stage and
Gleason score (P<0.05). Conclusion The use of immunohistochemical technology to detect prostate cancer
markers such as Ki67, p63, P504s, LIMKI, Cofilin, is an effective pathological diagnosis method for the
detection of prostate cancer.

[KEY WORDS] Immunohistochemistry; Ki67; p63; P504s; LIMKI; Cofilin; Prostate cancer;

Clinical diagnosis
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1 ARSI

1.1 —Bgek

W [ 2012 4 3 A £ 2021 43 A, 1 5 ER
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1 43~74 % AR A (57.2446.37) %, R ILT
PSA T ¥I7E 0~10 wg/L Z 18], R 5 AR 3 29
], AR Ry 41~75 %, 4RI H (53.86+7.38) %,
JI A B LS PSA S EBIRT 4 ng/L, BEMA

< 10

b (0

L (Y T} ‘g W

A XeATa gt o S S ; RAa T

o« QO M T AR 28 AT 0] 1ii7 51) B 4 G 24 1 sl Ay 7 45
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OFEURERT . @BFRIFEERAS, ORE
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TR AR S B e P ZE 51 2 s il it
1.2 FEbRAaI

R 4% 25 35 KA AR P Ki67 . p63 \P504s \LIM
B (LIM Kinasel , LIMK1) . 22 4] % 14 ( Cofilin ) 1
PH A 18 B0 o WCAE BB 5 RS R AR A (i
10% W REHEA T [ , XS T8 AL B S i AT A
WAL R 0 W B R AT U R U R RN
2 wmo XFALBRAF P AT e R AL A g £, DA
1o 20 HEAT Ki67 (GT209402 , 2R (11 ) ik
A R ) L p63 (GMT7247002, FE P RH ( Fifg)
ety A FR A ] ) (P504s (13H4, 55 H BHE (i) B
A FRA ) \LIMKI1 (bs-2775R , b 5t i B 25 2E 1)
FARA B F]) | Cofilin (bs-2759R , b ¢ 1 B 7 A=
P ARG BRAFD) —Pr e o, DL A0 ol i 3
RYES 3 R R UE o B N EE O G R E B R TR 5 €
Wil AL B 5 A AL 2E 47 BH 4 400 e B 4 F 4. 24 B
PEAIAE LB K T 10% , WTASE R Feak pHE ™ . iR
S 19 € R LT 1

/l{ “'“‘.:;g" 7

A K Ki67 JEELE s B Ol p63 i BEE] ; C Jy P504s BRI ; D o LIMK1 5 EEE 5 E 4 Cofilin 5 HE A
1 Ki67.p63.P504s,LIMK1, Cofilin %% 8 ¥ BEL BV i L & & (SP, x 400)
Figure 1 Immunohistochemical staining of Ki67, p63, P504S, LIMKI and cofilin in typical cases (SP, x 400)

1.3 Geitwoth

K1 SPSS 20.0 HEATGE 2703 Hr 5 THECBORER
Mn(%) Fon, HRPEAR LESR ] 2 K55 DL P<
0.05 A7 A it 2 E Lo

2 H#R

2.1 Ki67.p63.P504s . LIMKI . Cofilin 7£ /s [A] FE 7
ST g ARG H 7 1
1 BPH #E A< AH L, PCa FE 75 1 Ki67 . P504s

LIMKI1 . Cofilin FH 46 H 335 12 25 T} 57 , p63 B A%
B R R, 2 %A it E L (P<
0.05). &1,
2.2 Ki67.p63.P504s . LIMKI , Cofilin FH A4S %
FRIVHIT 51 B8 ek A 1) ) G R

Ki67 .p63 .P504s . LIMK1 ,Cofilin FHER 1 R 1
BFAEWTC I (P>0.05) , FIHTHI IR AT (PSA MR BE |
Wk 25 55 B LIl PR 43 W1 R Gleason 1 43 #H 56 (P<
0.05), Wik2,
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%1 Ki67.p63.P504s.LIMKI . Cofilin ZE 7R FI R A 3 Bl th
HIBRMER HIESR [n(%) ]
Table 1 positive detection of Ki67, p63, P504S, LIMKI1
and cofilin in different sample types [n(%) ]

e 1t 5 BPH(n=161) PCa(n=29) & P18

Ki67 PFHTH 10(6.21) 23(79.31) 91490 <0.001
p63 FH% 143(88.82) 6(20.69) 72190  <0.001
P504s PHE 16(9.94) 24(82.76) 78400  <0.001
LIMK1 8(4.97) 26(89.66) 119.900 <0.001
Cofilin BH 12(7.45) 25(86.21)  97.190  <0.001

3 itig

T2 s o ™ E P 5 A A i i R ) S A 2
—0 R 5 1 A B e R AR TP U
X0 TR RS, ARSI,
e [l Fir 51 i A R IE B AR TR o F A b A
AT S e 12 W7 X T EALR I PSA RS
TN e g 2 SR AR B2 W . ELILTE PSA B
F8 A 00 7 7 391 i 271 O 22 W b B B 1 SR BR

F2 Ki67.p63.P504s.LIMK]1, Cofilin BA144& H Z= F0 5 5l AR R G AR A GIHFERI X R [n(%) |
Table 2 Relationship between Ki67, p63, P504S, LIMKI1, cofilin positive rate and clinical features of prostate cancer [1n(%) ]

. LIMK1 Cofilin

L S O O e I L I N L Y e

(n=26) (n=25)

(%) 1.025 0.311 3.468 0.062 2.435 0.119 0.453 0.501 1.007 0.316
<65(n=14) 10(34.48) 4(13.79) 10(34.48) 12(41.38) 13(44.83)
>65(n=15) 13(44.83) 2(6.90) 14(48.28) 14(48.28) 12(41.38)

HIF AR A (em®) 13.750 <0.001 7.991 0.004 5.541 0.019 6.358 0.012 8.816 0.003
<35(n=10) 4(13.79) 5(17.24) 6(20.69) 7(24.14) 19(65.52)
=35(n=19) 18(62.07) 1(3.45) 18(62.07) 19(65.52) 6(20.69)

WAy 9.668 0.002 9.668 0.002 13.430 <0.001 7.436 0.006 4.191 0.041
72 (n=20) 19(65.52) 1(3.45) 20(68.97) 20(68.97) 19(65.52)

5 (n=9) 4(13.79) 5(17.24) 4(13.79) 6(20.69) 6(20.6)

I AR 431 5.490 0.019 10.720 0.001 8.559 0.003 4.740 0.030 6.573 0.010
<T3(n=12) 7(24.14) 6(20.69) 7(24.14) 9(31.03) 8(27.59)
=T3(n=17) 16(55.17) 0(0.00) 17(58.62) 17(58.62) 17(58.62)

Gleason P-43/43 4.535 0.033 9.311 0.002 7.436 0.006 4.118 0.042 5.711 0.017
<7(n=13) 8(27.59) 6(20.69) 8(27.59) 10(34.48) 9(31.03)
=7(n=16) 15(51.72) 0(0.00) 16(55.17) 16(55.17) 16(55.17)

P A AT RE I R AR A7 AR R /N e R T A
O IR 2 300 T AGE XS e R BBORE AR A7 | PR A= Y
PAE B GER HA —E BRI Hh TR
R o 4 S R s BELSLB00 AT BEAS B A BRI 8 R
200 if 1 W RIS U R A, T S B0 2 5 12 S5 1
DURAEM S I TR A Y2 W T B R TR
A 81 e 14 5012 I, A A T4 v B I AR A
W, W R S O

i TEg 2 S G B2 H 9 R (9 T TR I B
PELACBAAGIN b AR SCAR S , P B2 Wi Y
TIPS T, HHTEEE 7 B R Ki67 &
S5 A0 R B AT, o S R 24 o 8 5 114 2
I8, HAEIE B AP R IRARAR, 7 R A3 A= 4L ZUR
E A SR S S AN EN; | B g 9
PEREFE R, Kio7 W , X s i 2R 02247
PG BA —E 145 28 o BAGE 2K Kio7
(1% 2 38 1 W AT 210 I, 2 3 A BH PR s 19 1
Bl p63 J& T ps3 i HE N KA Z — , Al

SRR IS E R M, JLAE R 2G5 R R A 5l
IR I e PR v 2 BE PR 3R, 7 i 3 b e P ge
H1 p63 BH P 235 15 (B P4 9 2k, 76 11T 8 i vh 4k
LR BIPEFR IR . R A ME T 2 2 A 3 iR A
BURYE T p63 7EFL A0 - 2 WPk A
BH 25 RS BE AR R A 91 B 2 W i s [ &R, L
p63 IR TH A Il [ ALK, AN F i 81 i i 2
Wi, P504s B 1R 1 20 5T 8 1, A HT 8 R g
FIRTh i AT H) g 2 Wb A R R AR
FH AR R A7 76 i 50 R B A5 45 Hh P504s #35 FH
PEAYIE O, BA — 2 B PE S B . BRI R 32
BLl 1) Ki67 . p63 \P504s B K 37517 11T 51 i Jea s
BRI, ARG I ] I 5 5 1 PR 8] i A H
R A R AR AR S, DL TR R A g
LW e —E IR . LIMK] 22— Fh 22 & 1R- 75
A E M, Cofilin £ — MMM EHEAFEHA.
LIMK1 HI Cofilin 2 H ¥ 7E AT it 2H 20 35 T
T A g A R s, R R A DG BR G



- 1778 ¢ A TWISIA TR 20214E 11 #5134 5118 T Mol Diagn Ther, November 2021, Vol. 13 No. 11

Ki67 \P504s 7 1ijf 51 B4 b 0 BH P A 1 80 s T R
PERT S R AEAEAS , po3 BHAEAS H A AT R
HIFN ARG AEAEA X 58T 98 — 3, LIMKI1.
Cofilin 7£ 7 1 Ji g Hh 9 BEAEAS % B 3 T, H—
SEFERE 5T Ki67 . P504s PHIER H %

$& 75 3K G AT 51 B g AH OC AR 2R W) Ki67 . p63 .
P504s , LIMK1 , Cofilin £ 1 , 7] &, 35 $2 &5 Aij 51) Jig
i R IURG A [R5 e A5 R A i ) R
I A A i W) Ki67 . p63 . P504s . LIMKI1 . Cofilin ¥
BH PG H 155 0 RITT 270 B 98 AR 11 R s 1910 REE 14 1 7
X, & P Ki67 .p63 . P504s . LIMK 1 . Cofilin f4) fH 14
Kor H 2R B R R TS AR AR AR bk A5 5 RS
I R A3 I F1 Gleason PEAMHIC . iFE— 204 7= T i
G A B ARRMbR B B FRGE i — P B
e PR 43399, DT i) B 45 33 IR 7 7 2 B i A7)
Wi R AR AR, BB T i TS AE A I Ol

g5 LTIk, A gs 20 A AR X i R R A A
P4 A I X5 R 1) A A e PR32 T EL A E R T Y R
o XTI IR o 25 A P I A5 AR I T 1 e DA 2R
HA FEEME.

52 3k

(1] M2z, AT, ok, 45 ARSI R 2 B AE T8
FEZWR LT . IR ZEEE SR, 2010, 38(6):975-976.

(2]  Z&Jk, BiEz, P, 5. RT3 7E 5 e i
Fek KRR [T S 24K, 2019, 35(1):75-79.

[3] &M, 230K, #1435, % . PD-L1 1 PD-1 7E 11 51 it
PR % 2 H I R 3 SCLT ] S 9N A B AR R 4 F 5T
2019, 8(2):9-14.

(4] Drabffe . INSMI FEHIZE PN 43 U0 1T 51 I d i W B 33 1A
MVERIGE (D], 1. LISl K2, 2019.

(5] 50%, HIA, &30, 5. M A ni i o 414k g @A bs
1T T 0 % L RS 40 e b 0 R (). Ll v B RE R 2R 2R R,

(7]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

(18]

[19]

2019, 50(5) : 658-663.

¥, bR, WEEW . LIMKI F1 Cofilin 7 11 75 R 41) i 96
AU IR KT R [T ] B2 IR A5, 2020, 37
(4):525-527+531.

TR H W 51T TSR SR A 120 411 R
HURRIE S e Ak o e [T ], IR R 2 B2 24, 2020, 27(14)
1751-1754.

OB, WS, MRk, 55 B 515 a0 o e 2
FRAS e 25 46 br 5 A0 90 B AR OGHE [T ], SE R 2 ks,
2019, 35(6) : 898-902.

Magi-Galluzzi C. Prostate cancer: diagnostic criteria and role
of immunohistochemistry [J]. Mod Pathol, 2018, 31 (S1) :
S12-21.

FIE, i E 2 B4k .miR-381 1 [ MAP3K2 41 1 51 51 i 9
AN AE TERE AR ZE [T ] VIR K2R (B2 i) L 2019,
29(3):208-215.

T B A 1A R, 45 | IGF-IR SR & A kR R T
JERSCRT] izl 5 T4, 2020,12(3):327-331.
XIEE, 2I4 . Fi 5 AR 7 1 e S80S H Ki-67 BRI
AHOCHERZE[T]. IR B 2% 44E , 2020, 253(5):21-25.
TG . P A AR AR E T I 2RI Lk R U iz
WP R FELT . R R S5 BE2Y, 2019, 26(18):27-27.
ARIEPE, A HALT . TMEFF2 Fl LTF & PR 16 1 51 g 98 F1 1
T A B e 2 rp 22 S 3Rk AR5 [T ). R E B P], 2020, 55
(3):334-337.

FIO, THE, 3kEEL, 45 HSF1 FI4-HNE (13 BEZ2 6 Hi5 i
FplHEFRAN R [T, (PRI R RS, 2020, 26(8):51-54.
XIERE , A, TR, % . MAGE-A9, MAGE-A11 il Ki67
TN S5 R 200 A g 20 20 i 2R 3k R LI PR3 SC LT ). v [ e
JEEYRATY 2, 2019, 147(12) :65-71.

ZEVK . S AR A R S R A b 2 W SCLT )L R
TS EZ, 2019, 26(24) :13.

O, R, BREERR, . M 515 T FE0 R 2 e B
FRAS G2 2= 4 b 55 1 50 B g AE OGHE (0], S R 2 2k,
2019, 35(6) :898-902.

FEAR L, PHYE, %33 . LIMKI 57 91 BR R 4= 22 5 5 O F 52
HER[T]. IR SRR, 2018, 38(1):162-166.

(L35 1774 )

[6]  Andersson DI, Nicoloff H, Hjort K. Mechanisms and clinical
relevance of bacterial heteroresistance [ J]. Nature Rev Micro-
biol, 2019, 17(8) : 479-496.

[7]  Ruud H. Deurenberg, Ellen E. Stobberingh. The Molecular
Evolution of Hospital- and Community-Associated Methicillin-
Resistant Staphylococcus aureus[J ]. Curr Mol Medi, 2009, 9
(2): 100-115.

(8]  ARUE, Mok, & i 4, 45 T HY S0 74 bk <6 B (0 A4 2 IR T
SCCmec £ R 73 B R0l 25 PEAp A7 [0 . o [ SR 257,

[10]

[11]

2021, 38(2): 184-188.

DAYy, THAE, 2208 ST T R 2 A A ER A 4
BN A R A [T ] P AR AR W 2 R A R A
2004, 24.: 583-586.

Be/ S LU R MK S I T R R DA A A 1 4 B R
FrikasE (D). P ILAR KR, 2010.

XA, W5 . S 0 ol R 38 v A 4 o €6 7 45 3K A 1
171 B merA FE X T B R 2 M m i vrgE LT ] b
itk £, 2020, 45(2):175-180.



BFERSEYT4eaE 2021 4E11 7 #5134 551141 1 Mol Diagn Ther, November 2021, Vol. 13 No.

11

+ 1779 -

AR Lp-PLA2. PLR B¢ & AR i HPR Hilfll] AMI S84
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(# E]1 B® WIPRATIEE S CHE NSRS A2 (Lp-PLA2) | I/ %05 ik 0 40 i 31 %k e (i
(PLR)BRA AR5 ML /N5 2z 1 (HPR) TR 2P O JIUASEAE (AMID) 835 28 52 SRk sh ik A3R97 (PCD ARG
LAEPLL IME A R (MACE) I H. Ak #EHL 2018 45 8 A 2 2020 4F 6 A TR M K#MHE b K=
B J0 8 43 Bi 352 PCTF A MY 102 1] bk O LR SE 523, PCT AR5 BT 6 1~ H R ¥ 5 2 75 & 2= MACE
734 MACE 21 Fl9E MACE 41, HLAEWi4H Lp-PLA2 . PLR . HPR /K-, J0 B 52 W 2 1 0 JURE 26 58 3% PCT R
Ji MACE & E Ry fE B & . 58 MACE 41 Lp-PLA2 PLR 7K 3 il HPR e 7] 35 1 & 725 F Ak
MACE 4, 2 R A Giit 5 8 L (P<0.05) . AE44 2 H £ logistic BIHBIRL 5347 LR, 8% (=65 %) |
B EERG L Lp-PLA2 (5% F1 ) \PLR (5% T ) \HPR #2120 LB AE 8 4 PCT AR i MACE 2%
PR A ST s K PR R (P<0.05) o 8518 AR Lp-PLA2 PLR /K V- J2 AR J&5 HPR 2h 52 i £ 35 1 f5 (4 2
SEfE R R EE i A =2 0] AMI B3 PCTAR S5 22 4F P MACE =R 12 {1 8 i) BUNAS 8., DR B
R T 7 45 i, A R T

[kgER] P0IBT ARSI IKA ABITAR s MEA R FF; ARE BRI A2; /)
M5 0 B A0 A 4

Preoperative Lp-PLLA2 and PLR combined with postoperative HPR predicts the value of
MACE within six months after PCI in AMI patients

ZHU Xiaoming, HUANG Yongxian*

(Wuxi Branch of Zhongda Hospital Affiliated to Southeast University , Wuxi, Jiangsu, China, 214000)

[ABSTRACT] Objective To explore the value of preoperative lipoprotein associated phospholipase
A2 (Lp-PLA2) , platelet to lymphocyte ratio (PLR) combined with postoperative high platelet reactivity
(HPR) predicting major adverse cardiovascular events (MACE) of patients with acute myocardial infarction
(AMI) after PCI in six months. Methods 102 patients with acute myocardial infarction who were treated with
PCI surgery in Wuxi Branch of Zhongda Hospital Affiliated to Southeast University from August 2018 to June
2020 were selected. The patients were followed up for 6 months after PCI. According to whether the patients had
MACE or not, they were divided into the MACE group and the non-MACE group. The levels of Lp-PLA2,
PLR, and HPR in the two groups were compared, and the independent risk factors that affected the occurrence
of MACE events after PCI in patients with acute myocardial infarction were analyzed. Results The levels of Lp
-PLA2, the PLR and HPR ratio in the MACE group were significantly higher than those in the non- MACE
group. The difference was statistically significant (P<0.05). Analysis of unconditional multivariate logistic
regression model showed that age (=65) , history of heart failure, Lp-PLA2 (abnormal increase) , PLR
(abnormal increase), and HPR were independent risk factors that affect MACE events after PCI in patients with

acute myocardial infarction (P<0.05). Conclusion The preoperative Lp-PLA2, PLR levels and postoperative
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HPR are independent risk factors that affect the prognosis of patients. The detection of the three can provide

effective predictive information for MACE events within six months after PCI in AMI patients, to take active

preventive measures and improve the patient’s prognosis.

[KEY WORDS] Acute myocardial infarction; PCI; MACE; Lp-PLA2; PLR

2 P .0 L #E BE (acute myocardial infarction,
AMI) 2 [R5 R 3l ik St o 2 M el | 35 403 g
AL WURIEAE B o 28 K e AR Bl ik A AR YT (percu-
taneous coronary intervention, PCI) Bl 2 9% )72 i
T AMIIAYT 1o {H PCIA S5 B AT H 3™ 50 1l
B A K 3 F (major adverse cardiovascular events,
MACE) , 4 4t 31, 2015 47 4= it 50 72 A3 h 2
31%72 H MACE 8" . 4Bk 2 IR ol ik g+
4 1 W £ 55 9 43 (global registry of acute coronary
events, GRACE) Jy H i & HI T Fillill MACE % 4= %
By T B (BF55 48 ), GRACE 4319 c-Ge it AN
0.75, X Ui B H X MACE (I #in (EA B>, tbah,
PCI A5 & T Ui/ MR, (H PR 5 B %t
/AR 25 AEAEARDT L S, BUT 8 F AT A AE 1/ MR
5 LI Pk (high platelet reactivity , HPR) , fii HPR %
Gyt ARSI/ IMREREED . IR S A CHERR A2
(lipoprotein associated phospholipase A2, Lp-PLA2)
SRR 5 PR, ER bk L A B A S
W, 25 AMIL kKA RN AHr B . /Mt
B0 Ik B 400 e %% EE {8 (Platelet to lymphocyte ra-
tio, PLR) /& H T WLE S E W R B , AH OCAH 58 1IE
5% PLR XF VAR ML S 2 S o A EEAE . A
1f 95 %} A Hi Lp-PLA2, PLR Bt & A J5 HPR i il
AMI 4 PCIAR G 47 ) MACE WM (EIEA T34
5 R Im R TR e L2 AR R QR

1 AR

1.1 FEARTER

PEHL 2018 4F 8 H % 2020 4F 6 H T4 B K2 Mt
J& K Bs BE TS 8 43 B 252 PCLF R 19 102 ] AMI
BEVERMFRRT SR . Gy AbRIE : O i 2 GO ks
SO ET AMIZWT ), HE G AR A2 ; O

L OB 22 ) o PCTIRTT IR IR B % Ik
BT PCIIAYT# s @B E X WF T & s 1 HL A
B, HEERbRiE : OF I T R G50 IR S
PERRR S I REAS 4 R A0 @4k T
PRE I FLI Lot s A S MR Fe P O T R ™
AL DR E s DANBEEEZ BT & .

5T X4 PCT ARG R 6 4~ H , RIGI6IT L&
I 15 15 it 45— B, Bl 17 B 1) 8 28 2020 4 12 H R
i A & MACE! (45 O B MESE T O L
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PE, LR 1, ARWFIT 2 R B R 220 B2 51 S L
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1.2.1 Lp-PLA2 PLR .HPR il J5 %

JFA B TEART 1 R =25 R I i ik
1L 10 mL, I8 bR A 2888 1520 - 12500 - B3 -2
(=80C) i i o SR FH M 156 fo 75 W BT 3 B Ao 0l
Lp-PLA2, /A% « 3¢ ¥ Bio Tek M EEFRAL , X5
&35 E R&D AR HEHE . SR A U 58 & 5 /R RF LH
-750 4 [ 8 15 FE M0 43 BT A AT A1 ] It bk 2
L5 I /DN AR SR R e A 0 5 2R SR B
T[] — Bsf () 5 b B[] — I A A v ot /Nl
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7% : 2 [&] Helena /A ] B9 AggRAM Ifil /M B 4 Dy ig
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R1 MABFBEERIBLILE [0(%), zs) ]

Table 1 Comparison of basic data between the two groups [n(%), (x£s) ]

HIBE TR A

2H 51 n Wi SRR () — e ML 9 bR s
Hij B T RE
MACE 21 44, 31/13 56.32:+6.48 35(79.55) 9(20.45) 17(38.64) 13(29.55)
9E MACE %2 58 43/15 57.83+7.21 42(72.41) 16(27.59) 21(36.21) 18(31.03)
i1y 18 0.170 1.094 0.638 0.063 0.026
P 0.680 0.277 0.407 0.802 0.871
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1.3 GEit¥rik

R JH SPSS 22,0 BAFHATHEI 4P BT . T Ut
BEEA G 5) 7R AT R 305 TP BCRORER 0 (%) 4
AT KSR 5 B P R R 22 0T Logistic 0105 73
B, LA P<0.05 R e A G438 o

2 HR

2.1 Wizl Lp-PLA2 PLR .HPR M4
FTAy BB S 5 a7, Herh MACE 4 4491
B4, dE MACE 4 58 4 /2% . MACE 4H Lp-PLA2 .
PLR 7K~V HPR Ll 2 & T 4F MACE 41, 22
A G L (P<0.05) . WL 2,
%2 W4 Lp-PLA2.PLR.HPR L% [n(%), (xxs) ]
Table 2 Comparison of Lp-PLA2, PLR and HPR between
the two groups [n(%), (x+s) |

Lp-PLA2 MR AR
PLR _————
(ng/mL) HPR 4E HPR
MACE 4 44 275.43+109.38 189.71+64.65 34(77.27) 10(22.73)
JE MACE 4H 58 174.28+86.37 144.21+52.77 22(37.93) 34(58.62)
ty 5.219 3.912 15.640

P1H <0.001 <0.001 <0.001

2H 5 n

2.2 i AMI % PCI AR J5 MACE 4 & 4= 1)
LR R 5B

SEE MR BRI A R R Bl O B sk R
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=k

1E 40 7(15.91)
I/ INH SR A HPR 56 34(77.27)

15.640 <0.001
JEHPR 46 10(22.73)

H LR B K P AR AE KR AR, 28 PCLIRYT e ol il
SRR B IR 7 30 A B A A o, I A8 I i Pk 5
L8 6 114 1l A4 T 5 B0IC v U0 B e B 38 0 L
H AV I R AR 2 IC A I, ™ R e I Y TS
R, ASERFFTIA A PCI A Ji MACE J2& $ 3 AMI
BFEE B AL EUR SRR I E R R, H i,
T YRR TR AMI B3 PCI AR J5 MACE % 42 XU
SR AE R Y AT

Lp-PLA2 S il /N 37 Ak PR 5 2 I 7K e g, 2 —
FICHT 2400 9 P A= AR A5, B 2E WL 1l B W B 4
L1 5 1R 7 12 S A2 2 W I, o A4 e TR LA BORS
BRF DR - () 280k, A2k P9 B2 I 0 A T, e X SR AE
ks FEREfL R RS . BFSEHE 1, Lp-PLA2 K F
78 ) 25 T AR N BEHL R £ |, Al ) 3 B A
M — EBEH 24, D) 2 5 08 20 10 X BEA5, g
O WILZH 2 S S e i P2 B, 375 & MACE =419 &
A0 Ren SEMVAFSY BR, Lp-PLA2 J& b CRP
TS KBS TN AR S . Wang 48 NS ER

R4 BIMAMI BEPCIREMACEEGHAENESEEST

Table 4 multivariate analysis of mace events in patients with acute myocardial infarction after PCI
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Curative effect of linezolid combined with cycloserine capsule on tuberculosis

REN Shujun'*, LIU Xin', WANG Xu’, ZHAO Yong'

(1. No.1 Ward, Department of Tuberculosis, Tuberculosis Prevention and Treatment Institute, Shangqiu,
Henan, China, 476000; 2. Department of Minimally Invasive Surgery, Henan Chest Hospital, Zhengzhou,
Henan, China, 450000 )

[ABSTRACT] Objective To explore the curative effect of linezolid combined with cycloserine
capsule on tuberculosis. Methods A total of 84 patients with tuberculosis in the hospital were enrolled as the
research objects from June 2019 to June 2020. They were divided into the observation group (n=42) and the
control group (n=42) by random number table method. The control group was treated with cycloserine capsule,
while the observation group was additionally treated with linezolid. The clinical curative effect, symptoms
improvement time, levels of liver function [aspartate aminotransferase (AST) , alanine aminotransferase
(ALT), alkaline phosphatase (ALP) ], immune function [CD3", CD4", CD4*/CD8" ], serum interferon-vy
(INF-v) , interleukin-6 (IL-6) and transforming growth factor-B (TGF-B) before and after treatment were
compared between the two groups. Results The total effective rate of clinical treatment in the observation
group was higher than that in the control group (90.48% vs 73.81%) (P<0.05). The time for sputum culture to
become negative, the time for cavity closure, and the time for lesion absorption and reduction in the observation
group were shorter than those in the control group, and the differences were statistically significant (P<0.05).
After treatment, the AST, ALT and ALP in the observation group were lower than those in the control group
(P<0.05). CD3", CD4" and CD4"/CD8" were higher than those in the control group (P<0.05). The level of
serum INF-+vy was higher than that in the control group, and the levels of IL-6 and TGF-[3 were lower than

AR B A EFAH TR R 8 (LHGI201906215)
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those in the control group (P<0.05). Conclusion Linezolid combined with cycloserine capsule can relieve the

clinical symptoms of tuberculosis patients, reduce the degree of liver damage, and enhance immune function.
[KEY WORDS] Linezolid; Cycloserine capsule; Tuberculosis
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2 4R AR (P>0.05) . 775, P41 AST .ALT \ALP

o1 TG TR A %i?ﬁﬁﬁﬁ%ﬂ%%@ﬂﬁ?ﬁﬂﬁéﬂ,%%ﬁjﬁ?fiﬁ

2E N (P<0.05), W4,
2.4 PHAIRYT AT E S T RE L
RIT T, P4l CDs . CD," . CD,'/CD;" b %% 22

WLELLH I RIAYY A R T X IR, 2 R A 45
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Table 4 Comparison of liver function between the two groups before and after treatment (x +s, U/L)
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T TR T i wTIe HIT i IR
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Table 5 Comparison of immune function between the two groups before and after treatment (x+s)
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i 0.453 3.734 0.445 4.724 0.654 3.726
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Study on Clinical Pathologic Characteristics and Prognostic between MSI,. HGF and
Gastric Cancer

MENG Ning '*, LIU Shengnan *, ZHOU Qian '

(1. Department of General Surgery, Shijiazhuang People’s Hospital , Shijiazhuang, Hebei, China, 050000 ;

2. Department of Nuclear Medicine, Shijiazhuang People’s Hospital , Shijiazhuang, Hebei, China, 050000 )

[ABSTRACT] Objective To explore the clinical pathological characteristics and prognosis of
microsatellite instability (MSI) , hepatic cell growth factor (HGF) and gastric cancer. Methods Abtotal of
100 patients with gastric cancer admitted to the Department of General Surgery of Shijiazhuang People " s
Hospital from December 2013 to December 2018 were selected as the research subjects. MSI, HGF expression
was detected by immunohistochemistry, the relationship between the clinical pathological characteristics of
patients with gastric cancer, follow - up patients, Kaplan-Meier survival and patient prognosis survival was
analyzed. COX regression was used to analyze the influencing factors affecting patients with gastric cancer.
Results The three groups of MSI-H, MSI-L and MSS had significant differences in tumor location, tumor
Lauren typing, TNM staging, lymph node metastasis, and degree of differentiation (P<0.05). There was no
correlation between the expression of HGF and the clinicopathological characteristics of gastric cancer (P>
0.05). Spearman correlation analysis showed a negative correlation between MSI and HGF expression (r=—
0.259, P<0.05). Kaplan-Meier survival analysis showed statistically significant survival differences between
MSI - negative MSS., HGF and patients with HGF - positive gastric cancer (P<0.05). Multifactor COX
regression analysis showed that TNM stage Il ~ IV , lymph node metastasis positive, and positive HGF
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expression were all risk factors for patients with gastric cancer, and MSI is a protective factor (P<0.05).

Conclusion The expression of MSI and HGF are closely related to the follow-up survival rate of patients

with gastric cancer. TNM stage Il ~1IV , positive lymph node metastasis, and HGF expression are all risk

factors for the prognosis of patients with gastric cancer, and MSI is a protective factor.
[KEY WORDS] Gastric cancer; MSI; HGF; Clinicopathologic features ; Prognosis
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Figure 1 Pathological diagram of MSI ,HGF detection of a typical patient (SP, x100)

%1 MSI.HGF 5BEIGKRFEFZHMENXER (n(%) ]

Table 1 Relationship between MSI . HGF and clinicopathological characteristics of gastric cancer [n(%) ]

MSI HGF
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fiJ83 Lauren 43 %! Ji77EiN] 23(37.10)  5(27.78) 16(80.00) 11.365 0.001  34(47.22) 10(35.71)  1.084 0.298
PRI 39(62.90) 13(72.22) 4(20.00) 38(52.78) 18(64.29)
TNM 44 I~1I 26(41.94)  10(55.56) 18(90.00) 1221 0.000  37(51.39) 17(60.71) 0706 0.401
m~v 36(58.06)  8(44.44) 2(10.00) 35(48.61) 11(39.29)
WL FE RS " 18(29.03)  7(38.89) 15(75.00) 11.49  0.001  27(37.50) 13(46.43) 0.670 0.413
i 44(70.97)  11(61.11) 5(25.00) 45(62.50) 15(53.57)
LR [=Ra e 19(30.65)  6(33.33) 1(5.00) 7.145 0.008  18(25.00) 7(25.00) 2962 0.085
thor 4k 30(48.39)  11(61.11) 10(50.00) 41(56.94) 11(39.29)
1k 13(20.97)  2(11.11) 9(45.00) 13(18.06) 10(35.71)
5 B #E h 39 19 (62.90% ) , MSI 5 MSS 1 ¥ *®2 MSISHGFRZEE5BEMEXFR
%1 % l:[:t HGF kPR, Z R a5 1T 2 X Table 2 The relationship between the expression of MSI and
()(z=6.697 , P<0.05) . spearman HH 26 T A0 BT 5 HGF and the prognosis of gastric cancer
MSI 15 HGF #5541 (r=-0.259, P<0.05).. R
. e . MSI 60.539 1.306 57.979~63.098 8074 0.004
2.4 MSI ¢ HGF ik 5 B HUS &R MSS 53.873  1.779  50.385~57.360 '
AR BE VT 7, 100 615 68 B & AT 39 f HGF #5BIE 60081 1781 56583-63578 _
(39.00%) , 477 61 11 (61.00%) , Kaplan-Meier WA HGF kM 51.800  1.770  48.331~55.268
ST R, MSI 5 MSS \HGF ik B 5 HGF %3k R
I 5 0 £ 0 2 A ] L9 S e 2 . L%%\
(P<0.05) , MSI Z1 '8 fifi [ % A= A7 4 .2 5 T MSS S of o =1
41 HGF #2351 9 8 4 /A7 % 5% 5 T HGF o, m
LIHIFE(P<0.05), L2 2, i
2.5 B E UG AAEH R E 4T L
GRS - PRALEEPE] AR i MR/ \HEPJE‘?' 2 MSI 5 MSS.HGF %% FA% 5 HGF % % B 14 B &
AL R Lauren 7380 0L REE b HLEE S JC 40 EETSHAEGES
TH# R L (P>0.05) , fHAE TNM 43 B k4557 %5 Figure 2 Survival curve of prognosis of gastric cancer
MSI . HGF £ ik I, ZRAB S i+ 5 L (P< patients with MSI and MSS, HGF expression positive and
0.05), UWLFE3, HGF expression negative



<1790 - A TRWrSIAIT AR 20214E 11 #5134 5118 T Mol Diagn Ther, November 2021, Vol. 13 No. 11

®3 BEBRENREGEMERSH (%))
Table 3  Analysis of factors affecting the prognosis and

survival of patients with gastric cancer [n(%) ]
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Table 4 COX regression analysis of factors affecting the prognosis of patients with gastric cancer

PSS B1H S.E. {8 Wald {& H H Exp(B) 95%CI Pl
TNM 43 M~V 3] 1.043 0.424 6.057 1 2.836 1.237~6.506 0.014
T LS5 B PH 1.453 0.472 9.468 1 4.276 1.695~10.789 0.002
MSI -0.900 0.448 4.044 1 0.406 0.169~0.977 0.044

HGF ik A 1.018 0.494 4.247 1 2.767 1.051~7.284 0.039
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AR SR W PR S 5 2SR AR I |, 3172508 v DNA AU S BURIE 5t & PCR A&, 28 ROC i
LRt SDC2 F AL K- | NS [ ACTB Wik it , 3 H] Spearman 4341 N 2 3L K ACTB 3635 5 1 S
FIRREXCR . 5R  Widl SDC2 F ALK CofH . BHM R b4, 22 R IEEEIHE 8 L (P>0.05) , 484 ACTB
P BH M 5 5 X R 2, ACTB CofE IR T X IR, 22 F A Ge it L (P<0.05) . 4 ROC & s#r, WS 3L H
ACTB . SDC2 W 34k CtAE WU 42 A8 L M9 B9 AUC 43301 47 0.918,0.473 5 AS[RIPE S AR BE B & S5
ACTB ) CHE LLEL , 2RI XL (P>0.05) , AR S 28 & B E NS ACTB 1) Cuf b4, 22
FAG I L(P<0.05) . 4 Spearman 5504, IS FE ACTB 59k 1% i AR 7 B 52 1A &M (P<0.05) .
it FEDBE AN S ACTB b /K V-5 R ATREA G &R, SDC2 WAL S5 R T & .
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Clinical value of gene detection of exfoliated cells in feces in the diagnosis of inflammatory
bowel disease

LIU Xiuqing, GU Dayong*, LI Yanwu, GUO Haijian, LI Taihan

(Department of Clinical Laboratory, Shenzhen Second People’s Hospital, Shenzhen, Guangdong, China,
518035)

[ABSTRACT] Objective To explore the clinical value of detection of exfoliated cells in feces in the
diagnosis of inflammatory bowel disease. Methods Seventy patients with inflammatory bowel disease
admitted to Shenzhen Second People’s Hospital from June 2020 to June 2021 were selected as the observation
group, and 30 healthy people were selected as the control group. The stool samples were collected for DNA
extraction and fluorescence quantitative PCR (qPCR) detection. The ROC curve was used to analyze the
methylation of SDC2 and internal reference gene ACTB was used to predict assay performance. Spearman
method was used to analyze the relationship between the expression of internal reference gene ACTB and
clinicopathological characteristics. Results There was no significant difference in the Ct value and positive rate
of SDC2 methylation detection between the two groups (P>0.05). The positive rate of ACTB in the observation
group was higher than that in the control group, and the ACTB Ct value was lower than that in the control group.
The difference was statistically significant (P<0.05). Based on ROC curve analysis, the methylation Ct values
of internal reference genes ACTB and SDC2 predicted the AUC of inflammatory bowel disease to be 0.918 and
0.473, respectively. There was no statistically significant difference in the Ct values of patients with different
genders, ages, and internal reference gene ACTB (P>0.05). The comparison of the Ct values of internal

reference gene ACTB in patients with different course of disease and lesion location showed statistically

A B R FAEA LK (B RAEA R B ) (GIHZ20200731095604013 )
Ve A5 R AR ERAIRA, T R, IEY 518035
*iEAEMEE MK B, E-mail : wanhood@163.com
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significant differences (P<0.05). According to Spearman’s analysis, the internal reference gene ACTB was

positively correlated with the course of the disease and the location of the disease (P<0.05). Conclusion The

expression level of the reference gene ACTB in fecal exfoliated cells may be related to enteritis, while SDC2

methylation has no relationship with enteritis.

[KEY WORDS] Feces; exfoliated cells; DNA methylation ; inflammatory bowel disease
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Ktk LA P<0.05 W EFH G FE L,

2 HR

2.1 W2 ACTB FEK /KA1 SDC2 H LA K- o

W4 SDC2 W BLALKG I Ce B | B R b i, 2%
SIGIT 2 L (P>0.05) , WWELH ACTB ) B R
= T AR, ACTB CH{EAR T X IR, 22 A 4eit
FE U (P<0.05), WFE1,

R1 WEHACTBEEKFEMSDC2 REMKF LT
(n(%), (x£5)]
Table 1 Comparison of actb gene level and SDC2

methylation level between the two groups [1n(%), (x+s) ]
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Figure 1 ACTB Ct, SDC2 Ct predicted ROC curve
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Table 4 Correlation between ACTB level of internal
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Table 2  Analysis of the AUC value of various indicators to predict prognosis
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Relationship between serum UCA1, HGF and uPA levels and clinical features and prog-
nosis in patients with oral cancer

FENG Jianmei*, WANG Zhonghua, WANG Qin

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

[ABSTRACT] Objective To study the expression levels of serum hepatocyte growth factor (HGF) ,
urokinase plasminogen activator (uPA) and urethral epithelium cancer antigen 1 (UCA1) in patients with oral
cancer, and their relationship with clinical features and prognosis. Methods 83 patients with oral cancer (oral
cancer group) and 79 healthy volunteers (control group) were enrolled in this study between April 2016 and
April 2019. The expression levels of serum UCA1, HGF, and uPA in the two groups were tested, and their
relationship with clinical features and prognosis of patients with oral cancer was analyzed. Results The
expression levels of serum UCA1, HGF and uPA in the oral cancer group were significantly higher than those in
the control group, and the differences were statistically significant (P<0.05). The expression levels of serum
UCAI1, HGF and uPA were higher in patients with poorly and moderately differentiated tumors, patients with
tumors in stage Il ~IV and patients with lymph node metastasis than in those with highly differentiated tumors ,
stage I ~1I , and without lymph node metastasis. The expression level of serum uPA is higher in patients with a
tumor size of T3~T4 type than in those with T1~T2 type, and the difference was statistically significant (P<
0.05). The survival time of patients with high expression levels of UCA1, HGF and uPA was significantly

shorter than that of patients with low expression levels, and the differences were statistically significant (P<
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0.05). Poorly and moderately differentiated lesions, stage l~IV, lymph node metastasis, and high expression

of serum UCA1, HGF and uPA were independent risk factors for poor prognosis of patients with oral cancer

(P<0.05). Conclusion The high expression levels of serum HGF, uPA and UCAI1 in patients with oral

cancer are closely related to some clinicopathological parameters and prognosis. The detection of serum HGF,

uPA and UCAL levels may be beneficial to prognosis judgment.

[KEY WORDS] Oral cancer; Hepatocyte growth factor; Urokinase plasminogen activator; Urothelial

epithelium cancer antigen 1
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PR, BEAEAL TR A i BN S B A5 264 T o
1.2.3 P&

X T s o 4 B B B AT AR YT DL R 5
RI7 o ARG H B A WLE S a7, DARL AR A7 15 ]
(overall survival , OS , %512 Wr 2 K UK Bl 5 a8 8 2
FETONVE N AR L5 il i 112 B2 %5 07 ik
X R R LR @ AT BT, BE U L B R 2021
SR AT BEVTRF A2 24 4, BR DTN B o
1.3 Giil2#orr

K HI SPSS 19.0 K 4 &b ¥ £ 4l , 31 12 £ LA
(¥ £5) 8N, 1T t K250, Lh Kaplan-Meier 722 22 il 4= A7
iHh £k, N Log-rank 157517 4 472041, >R Cox AL
Iz Al U S TR0 A3 AT 11 s o AR TS e i LR, DA P<
0.05 A ERAGI L.
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2 HR

2.1 P4 UCAL . HGF \uPA 3k 7KF Hds

16 958 41 58 3% 1L 7 UCA1 .HGF . uPA %3k /K
FH R ES TR, ZRASIFHE X (P<
0.05). WF#E1,

F1 WAME UCA]1.HGF.uPA RiEKFELLE (xxs)
Table 1 Comparison of the expression levels of serum
UCA1, HGF and uPA between 2 groups (x+s)
! n  UCAl #£jAH  HGF(ng/L)  uPA(mg/L)
M4l 83 2.46+0.62 386.81+49.37 5.64+1.47
YR 79 0.64£0.25 187.69+25.98  1.67+0.52

t{E 24.277 31.888 22.688
P1E <0.001 <0.001 <0.001

2.2 [fil} UCAL .HGF .uPA ik /K- 5 il K ERHE
PSR

AN TR A % PR B ) 1 i BRI T UCAL .
HGF \uPA RiAK T i 22 5 g it 8 L (P>
0.05) , A [a] 98 oK /N B 35 1 1 3 UCAL  HGF 7K
R G B L (P>0.05) , BAE 0k T~
IV 1 R0 9k B2 25 55 4% f8 K 17 UCAL  HGF ,uPA
TR S T Al 1~ IR JC ik 1 45 5%
R % I K/ Ky T3~T4 B H 3% IV uPA 635

K& T TI~T2 BWEH , ZRHAESIT¥HE X
(P<0.05). WLz 2,
2.3 A[AlIfiLiF UCA1 HGF .uPA ik H 8 A 470 bt
Bifi 17 199 1R TG 2K U5 N BL, R U5 45 R, 68 il
AL, 15 BB H T, ¥ R R LR K AE
T, UCAL .HGF ,uPA 75 ik 8 35 A= £ i [a] B i
RTFRRIBEE, ZRAG I E L (P<0.05)
W,

10 - 10 - 10 =
508 . 508 = 08 et
E o6 £ 06 06
& ©
%

FRUEAF R

P

IES
- uPA I F M

-+ HG %
~+ HGF fiE 223k I

+ UACAI fif %

0 10 20 30 40 50 0100 20 30 40 50 0 10 20 30 40 50
HEAF I HEAF R ) AEAFI i)

B 1 ARFIMF UCAl . HGF uPA &% % #& Kaplan-Meier
::iE53

Figure 1 Kaplan-Meier curves of patients with different
expression of serum UCA1, HGF and uPA

2.4 s B E TS 520 R R (1) Cox [M1JH 20
BRI I Z2 R ZE Cox [11 15 43 B 34 UF S 9 KA
Al -1V 3 A I B 85 55 72 LA I I 3% UCATL
HGF . uPA 1 {5 22 1k 342 5 30 1 08 3 s A
Ryt fa ks R & (P<0.05) , I3 3.

%2 I UCA1.HGF.uPA RiZKEEIEKRFMERNER (x+s)

Table 2 Relationship between the expression levels of serum UCA1, HGF and uPA and clinical features (x+s)

I RAFAE n UCAI £ihH P HGF (ng/L) 1l P{ uPA(mg/L) tff P
A <60 % 45 2.43+0.56 384.15+51.55 ) 5.61+1.41 )

0.588  0.558 0.533  0.596 0216  0.830

=60 % 38 2.51+0.68 389.95+46.79 5.68+1.54

5 B 54 2.43+0.60 385.32+48.15 5.62+1.36
0.699  0.487 0.376  0.708 0.235  0.815

i@ 29 2.53+0.66 389.60+51.63 5.70£1.68

L A L 60 2.59+0.69 397.40£50.57 6.04+1.57
IR ﬁjj”\ e . 3.042  0.003 * 3.152  0.002 = 3.898  <0.001

oAk 23 2.12+0.43 359.19+46.22 4.62+1.23

I AR 531 I[~1% 48 2.31+0.58 376.59+47.72 5.01+1.42
i i3 " ) 2596 0.011 2207 0.030 4.589  <0.001

Mm~1V i 35 2.67+0.638 400.82+51.62 6.52+1.56

NNk 54 39 2.71+0.68 405.16%53.31 6.29+1.72
AR fi 3.011  0.004 3.180  0.002 3.714  <0.001

¥ 44 2.30+0.56 370.54+45.87 5.07+1.26

IR PNAN T1~T2 55 2.42+0.60 . 386.41+46.87 5.32+1.45
0.902  0.370 0.104 0917 2.806  0.006

T3~T4 28 2.55+0.66 387.61+54.29 6.28+1.52

x3 OREREVEZMERR Cox @MASHT

Table 3 Cox regression analysis of the prognostic factors in patients with oral cancer

i HER ZRR
HR 95%CI P{H HR 95%CI P{H
ko 1b 2.067 1.269~3.367 0.004 3473 1.558~7.742 0.002
M~V 1.817 1.076~3.066 0.026 3.842 1.267~11.651 0.018
R NS A 2.214 1.450~3.382 0.001 2.214 1.538~3.189 <0.001
UCAL &Rk 1.931 1.102~3.382 0.022 3.647 1.314~10.127 0.013
HGF & ik 1.837 1.184~2.849 0.007 2.291 1.471~3.568 <0.001
uPA &3k 2.002 1.143~3.506 0.016 2.683 1.444~4.985 0.002
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i 96 248 B R 32 00 B A A R R T B RE R
PR L FET-HE AR BUG ) E R ST 4F
K, BEE MU T AV MIEAR , S5 0 E
i R AR B L RS 0 4 T R AL ) B A T 4R
7o HGF J2& — Bl ] i i J1T- 41 i DNA & il -5 34 5
()78 S5 R, AT A 20 2 00 4 B b R R4 HE
K S Tt % figt J R . L Wi 5% 3% W HGF 38 i £
SO A5 538 B, T S 5 MR 20 i 7 22 ol 2
AR Yasui 58 AR B HGF 78 H 9 9 41
UG PHPE R R0 B & TR o2 2L, A it &
iKY HGF 5 Mg (7 B ek R A 56 . uPA & —
T 6 (K i B , 55 HGF w] 8] & ¥ 4E . UCAL
& — P K B AR 4 T RNA , 7604 16 W8 bR 2B 58 2
G A B REES, HFH KA
& 4 i 96 4 M %) 3 5 5 A%, 1 R R E AR Y
R .

MG I, I 4 B E 1L UCAT (HGF
uPA K K- 8 35 5 T IR, $EOR 1 s i AR
F 74 HGF .uPA 1 UCAL /K V- 1775 B i3 1 v
NG, Gao %6 & BT 95 5 113 HGF
SRPE S TEEAN, BB R R AR E
A HE T 3R AR H 4 1% HGF & 11 IR, AT
FER AR A Ak T~ IV SR04 bk B 25 5 3% 58 1
it UCA1 HGF ,uPA 3 iA 7K-F AR X 8, b /s
S T3-T4 % 88 % 175 uPA 23k K F A% o 55, 32
B IfiL 3 HGE .uPA F1 UCA1 /K V-5 I B 1) & A=
RIBPIEAE—E MR, SEZF " X500
GELE A o SRR A9 AR K B S T il A R Y
SRIVE IR T, T — S 38 5 i 4 A B8 1) b et T
BRI o AN IR 40T = A
FFREFEILC-MET&E M, Y C-METEH 5
HGF 254 &, 1 100 3 2 38 i b 92 240 M 4R 28 Fn 5% %
AE 75 1T uPA W] 5 21 %5 Bl 0 3% M (2 (0 21 75 il i
REA R 2T T, DT R 298 200 it A/ 66 5 1) e fie , 41 0F
HGF 4 1, 21 5 HGF AH B4, 22 [F42 ok 0
Ji 988 R L A I e BRI R 1 LA A
Ko B, LA ) P R 40 i PT 3 5 uPA B Rk S
Rz A T Y A2 AR 25 A R T IS 1A 2
PR ZE LR . BRTC A5 &K 8 UCAL B
A2 HE ek 2 200 16 P T 245 P AL AL RE ) I e g i
TL Y caspase-3 KAl BfRE M A R T AR

5% % B UCA1 . HGF ,uPA & ¢35 H & A= 7715t 1) 1
BARTRFR A BE, LAk I~V A
Ik T 25 5 85 L M 1ML 7% UCAL  HGF ,uPA 1) & 2535
P ok S 8 O I g R TS R R ST fE R R
B H A = 4 1% 5 % T UCAL  HGF .uPA & £ik 5
P fi s 01 OC 3R B9 AH DG BIE 5 AT T )5 SL i TR 45
W o HEMNH R P AT BB 5 i 75 HGF . uPA #il UCAL
14 R % 3 2 A2 2 e 200 B ) Y4 B AR RN EE RS
SR 1R B R 2 SRR E I T R R A
Ko WO T L HGE . uPA 1 UCAL 5 A 1
L SN s W, A A T A T vk A e
i o

Zr bR, H O 9 AR K I HGF | uPA Al
UCAL /K- 19 155 2% 35 5 988 0 1995 B 43 9 I IR 43
IR O 55 5 A% 5 UIAR OC |, (] B 2 3 B0 2 i
Je AN LA ST fE B PR 26, A8 B Rk 10 s A 6 s
R B T DL R TS PP AR ) AR IR S .
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NHL b9y {4 NLR . PLR .RDW AEAL Bt fili il ik G 1)
P e

xF HER K8 fThee*

[ ZE] B HRAEET W EE (NHL) /b7 83 40 E il v 240 it 14509k e 20 i 345 He
F(NLR) ML/ I/ T 40 A T4 L % (PLR ) FIZL A0 H AR R 43 A5 55 B (RDW ) ZR AR AR 450, 43 A e il
TR WM . FT3E PR 2018 4F 3 H F 2021 4F 3 H 7E W B 25 KR — MR S B i A2 ALY
19 110 f5i) NHL F8# QUL ) 1 I PR GERE , A5 2 75 47 76 il 0 JE% ok WS 201 583 43 SRy i3S JEe e & 3 il
TR TR e 2 R A SRR 201, AR R o R g i SR e 201 S A 43 Ay B v R TR R R R R, D R BB A A
1Y 105 {9l fet FE AT (KRR 2R ), b 4% 20 4P & it NLR . PLR Fll RDW 235 /K 3, Logistic [ 43 7 NHL 1k
I HR A SR R YL (0 5 B I R ; 2 i 3 TARRRAE (ROC) H £k 43 HT NLR . PLR 1 RDW %} NHL {LJ7 B %
S R B RO A (B . £5 5 AMJE I NLR PLR #1 RDW 7K °F- : % B 2H < WL 8¢ 4H kI 5 <Rl 8¢ 4k,
S7 I 0 SR e 2 > fili 5 B e 2 > A SR Y 2, T B SR> T v B R, 22 R Gl eE i L (P<0.05) .
Logistic [ 44347 . 7% , #bJ7 BT NLR . PLR Al RDW 7K - J2: Ak I J I il 8 e (14 1 1 9 & (P>0.05) . ROC
i1 £& 43 7 2 7~ , NLR . PLR 1 RDW S} Jili 508 J8& 4% 3500 15 AUC {8 4351 &7 0.848 . 0.758 1 0.713 (P<0.05) .
%51t NHL % 4Ma 1 NLR \PLR \RDW /KA &5, A697 5 =& K 3470 BT el 3, K S8 £ X il 0
P B — 2 S MME,

[XBiIA] AR SRR Ty s MR 20 4500k A0 M85 3 5 /N 50k 2 200
TR 2T AR o A i

Changes of NLR, PLR and RDW in NHL chemotherapy patients and their predictive
value for lung infection

LIU Lei'*, YIQin', NIE Tian', HE Yana'*

(1. Department of Hematology and Oncology, the First Affiliated Hospital of Hunan University of Traditional
Chinese Medicine, Changsha, Hunan, China, 410000; 2. Hunan University of Chinese Medicine, Changsha,
Hunan, China, 410000)

[ABSTRACT] Objective To explore the changes of peripheral blood neutrophil to lymphocyte ratio
(NLR) , platelet to lymphocyte ratio (PLR) and red blood cell distribution width (RDW) in patients
undergoing non - Hodgkin lymphoma (NHL) chemotherapy, and analyze their predictive value for lung
infection. Methods A total of 110 patients undergoing chemotherapy for NHL in the First Affiliated Hospital
of Hunan University of Traditional Chinese Medicine (observation group) and 105 healthy individuals (control
group) were enrolled in this study between March 2018 and March 2021. According to presence or absence of
lung infection, patients in the observation group were divided into the lung infection group, the non - lung
infection group and the non-infection group. According to the severity of infection, patients in the lung infection

group were divided into the mild, the moderate infection group and the severe infection group. Peripheral blood

AR A Hd 8 RAF A S8R B (2018]]40207)
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NLR, PLR and RDW were compared among the groups. Logistic regression analysis was performed to analyze
the risk factors for lung infection in patients undergoing chemotherapy for NHL. The receiver operating
characteristic (ROC) curve was used to analyze of the predictive value of the three indicators for lung infection
in patients undergoing chemotherapy for NHL. Results The order of peripheral blood NLR, PLR and RDW
was as follows: the control group < the observation group after chemotherapy < the observation group before
chemotherapy. The lung infection group > the non-lung infection group > the non-infection group. The severe
infection group > the moderate infection group > the mild infection group, and the differences were statistically
significant (P<0.05). Logistic regression analysis showed that NLR, PLR and RDW before chemotherapy were
risk factors of lung infection after chemotherapy (P>0.05). ROC curve analysis showed that the AUC values of
NLR, PLR and RDW for predicting lung infection were 0.848, 0.758 and 0.713, respectively (P<0.05).
Conclusion The levels of NLR, PLR and RDW in the peripheral blood of NHL patients are relatively high,

and the levels of the three have improved after chemotherapy. The changes in the three levels have certain

reference value for the prediction of lung infection.

[KEY WORDS] NHL; Lung infection; NLR; PLR; RDB

G AT 2 i PRI U7 AIE 2 A 42 9k TV (non
Hodgkin lymphoma, NHL) Y 3= 22 5 Bt , {H 697
(i) PR C T ogs 25 1 ) e B AR SR A AR AE
o 1T RS )L, B 5 5 | R s g g, in i AR
WalE o BRI AT S I B iy T SR ) A 2
K BFHEAT PTG IR YT , X NHL fb7 85 I & il 4
B R R B A EE A L, AR R R
BT, DI RIAG: i v A5 Y A1 i i v Mk 20
Bk 41 9 %8 EE R (neutroplhil to lymphocyte ra-
tio, NLR) | tfiL /)M i £i/ik 12 48 i 31 %% e % (plate-
let to lymphocyte ratio, PLR ) F1£1 4 Jifg {4 2 40 A i
& (red blood cell distribution width, RDW ) J& Jz it
HAE ™ R N2 W ER g v e ) AR
Bt B A S HAE NHL fb )7 835 A il 5 jg e v
BRI R o AR AR B AT RS A
J& 1l NLR . PLR il RDW (A8 {5 B, 350 Fr HoAe
B TP SR e v g T A1 1

1 ARSI

1.1 — R

YEHL 2018 4F 3 H % 2021 4F 3 A eI R h EZy
K5 — M B2 e 42 52 A7 19 110 £ NHL 8%
(ERZ) B R G RE,  Abr i - DI IR A A 75 &
NHL 2 Wrbgif , H 342000 BRRG A 5012, Mosi 030 4
I ~IVHI© s @i 207 B QM HIARBR, 47
=18 % o HEBRARIE : O I H A W 70
RGP BH QB EEM AR IR
3 3 T[] B A A 1 i BRE AT 105 5] kg X 2, O
ZEH G 1349, 2 37 B, P AFE IS (48.28+5.46) 4

XF BRZH 5 69 ], L 36 191, ~F- 4 4F i (46.34+6.72)
%o PR PER AR — M BOR LIS, 22 7 B
THE L (P>0.05) , ABFR 2B R 2R B2 01 2%
fit e o, 2 R B B E R .
1.2 BRI
1.2.1 — il R TR 4

WA W ER A R3S M) AR | B AR BT R 4K
(body mass index , BMI) \ W 4R &7 | JE Al < 95 (=5 1L
FE BE PRI ) ARIT TSR 1 RP H] RS %S R (forced
expiratory volume in one second, FEV,) 1 i Jg 43 ]
EBORL,
1.2.2 iR P4l

7% fili BB IR YL AH A2 W bR i R UL 4 fR A
O3 R Bl R e 2] (5 FE Il B ) | FE il R e 4
R Az i BB e e, G A SR e P P ) A Sk
Pt R AR ARG ) o fili & 7™ H 48 %X (pneumonia se-
verity index , PST) A Jfi F0 Jak 2 20 £8 355 1 it 350 Jee e
P AR, PST T4 <130 43 b 4% o BE I L, PST T
G3=130 43 Ry R
1.2.3  #M I NLR ,PLR £l RDW 7KF-46: ]

WA B T ARSI H I = (YT R A
I7 AT RS (AR5 ) s JE bk, xof B2 T
PR > H T R s I Dk i, >R 0l 248 e 53
{X (BD FACS calibur, 3¢ [§ BD 2\ #] ) 47 Ifil LA
UGS X S v T e G N 1 [ o 11 R4 Y 78
THECRI RDW 7KF, 4 I 3145 NLR FiI PLR .
1.3 GiileFabB

K FH SPSS 20.0 48 T 51 44 % Fio 4l 47 43 Hr
THEFRIL (v £5) TR, Z41IH HLBCR SRR 2 7
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2500, i — 2DV LR T LSD-T T3 5 T 805¢
BELLn (%) R 4T 2RGS0 T RS 5 5
1 PR 22 4391 % JH Logistic [B1H 43 Bt ; 52 % T
Y F§ 4k (ROC) 1 Z& 43 #f NLR, PLR Fil RDW X%
NHL fb 57 8 # A A i 50 J8 e ) 15000 447 18 5 DA P<
0.05 N 2ZEFA G EE L,

2 #HR

2.1 ALJTEG S ML S5 ) FE 4 4 JE 1 NLR \PLR
FIRDW 7K b 5%

A1 JE I NLR ,PLR 1 RDW 7K - %if B 20 <0 %¢
HALTT 5 <HOERALIT T, 22 R ¥ Gl 28 X
(P<0.05), W1,

F1 TETERNRE S RASNF M NLR PLR 1 RDW
KPR (x+5)
Table 1 Comparison of peripheral blood NLR, PLR and
RDW between observation group and control group before

and after chemotherapy (x +s)

2H % n NLR PLR RDW (%)
WELHALITRT 110 2.8320.86° 178.46+48.34" 12.78+1.77%
WMEHAITIE 110 1.9620.58° 148.35+36.27° 12.37+1.53"

papileEEl 105 1.58+0.41  112.92+18.14 10.13+2.78
F1H 106.134 86.034 51.452
PiE <0.001 <0.001 <0.001

X IR AR, °P<0.05 5 5 M AL T IS HLEL, PP<0.05.,

2.2 iYL A AR il R e A S R R 2 —
Il PRERE 38

110 5] NHL f8 55 v, & Az il gk e 58 3 34 4]
(IR ERGedl) , A HoAth S ARG 3 18 4] CIE M
PRI YL ) | A & A il SRR g fR A 58 i) (R B g
21 ) o i Sk g 2H R A ik e 2 A A ) R A

I 19188 R T AR B 2, AB T T FEV K IR T AR Ik
Yeofl |, 2 R G F R L (P<0.05) , filifB sk gL 41
TRV it 30 S 4 2 W R sl i 46115 L AT T FEV, K P
W2 S TG 2#E L (P>0.05), WLk 2,
2.3 3 HEH ST AT HME I NLR .PLR #1 RDW 7K
oA

=4 B E YT ATAMNE I NLR ,PLR F1 RDW 7K
- Jili P SR Y ] > il SR e A >R SR Y A, 25 S 8
AG it L (P<0.05), W3,

R3 3HEBHEWITHISMNE M NLR . PLR 1 RDW 7K F Lb 5]
(x+s)
Table 3 Comparison of peripheral blood NLR, PLR and
RDW before 3 groups (x+s)
21 n NLR PLR RDW (%)
FiERIE gl 34 3.77+0.75°  190.77+38.47°  13.28+1.68"
BRI 18 2.75+0.58"  179.53+20.46" 12.88x1.01°
FNRE 58  2.31x0.63  170.91£22.63  12.46%1.07
Fl 52.285 5.328 4.362
PAH <0.001 0.006 0.005
W AR R L 4 L #E , *P<0.05 3 5 AR B4 LB, P<0.05,

2.4 JifERIER YL A [R) R gL B B AR A AT R A1 A i
NLR .PLR 1 RDW 7K H 45

34191 & A iR IR G R 8 T PSTIE 43 <130 43 16
] (4% v B &% ), PST PE43=130 43 18 ] ( 1 JiE Je&
Yu) ., AL B AT AT 4h A I NLR  PLR F
RDW 7K~V Jry BB B i i T4 b BRI L FR S, 22 5538
BG4 L (P<0.05), W4,
2.5 Logistic [F1IH 4347

A7 AT ZMJE I NLR . PLR 1 RDW 7K - 2 5 i
NHL f & b7 J5 il s e i fa B IRl & (P<0.05)
W5,

F2 FMEBERAE . ERMEBERES RBERE-—RIERFIRELR [(n(%), (xzs) ]

Table 2 Comparison of general clinical data among the lung infection group, the non-lung infection group and the non-infection

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

EiE D il gl (n=34)  JEMGEBIER A (n=18)  RBYH] (n=58) Fly P{H
5] % 20(58.82) 10(55.56) 31(53.45) 0.882 0.932

”© 14.(41.18) 8(44.44) 27(46.55)
(%) 50.41+7.63 48.48+5.13 49.24+8.65 0.409 0.665
BMI (kg/m?®) 23.4622.23 24.06+1.73 24.24+1.28 2.293 0.106
T EES 18(52.94)" 7(38.89) 11(18.97) 11.613 0.003
b BE o I 13(38.24) 8(44.44) 29(50.00) 1.205 0.547
WE R 12(35.29) 6(33.33) 22(37.93) 0.150 0.928
AEJ7 i FEV, (L) 1.26+0.47* 1.32+0.61 1.61+0.53 5.443 0.006
Jifogea 4 34 T3 9(26.47) 6(33.33) 18(31.03) 1.579 0.813

1|1 17(50.00) 10(55.56) 31(53.45)

Vi 8(23.53) 2(11.11) 9(15.52)

T AR TR L 4H L # L *P<0.05 3 5 AR R YL 2H LR, "P<0.05 .,
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F4 FERRARAANERRIEE BELTATSNE M NLR
PLR #1 RDW K FLE L (v +5)
Table 4 Comparison of peripheral blood NLR, PLR and
RDW between patients with different degrees of infection in
the lung infection group before chemotherapy (x +s)

ZH 5 n NLR PLR RDW (%)

BHERERGY 16 4.07x0.86 202412853  13.83x1.51

TR 18 3.50+0.61  180.42+30.64  12.79+1.34
t{H 2.248 2.157 2.169
P4 0.032 0.039 0.038

&5 Logistic BIIASHER
Table 5 The results of logistic regression analysis

PSS Bfi SEfH Wald y*{i OR{H  95%CI  P{i
W 0285 0267 1139 1.330 0.788~2.244 0.286
WJFHETFEV, 0.176 0.113 2426  1.192 0.956~1.488 0.120
fBI7HTNLR 0.096 0.042 5224  1.101 1.014~1.195 0.023
fLIFHTPLR 0.068 0.030  5.138  1.070 1.009~1.135 0.024
EIFHTRDW 0.124 0.052  5.686  1.132 1.022~1.253 0.018

2.6 NLR.PLR fil RDW X} NHL fkJ7 H 3 it 55 Jg&
e BT ANAE 53 B

ROC s #r4s - R, fLJ7 i NLR \PLR Al
RDW 7K V- X} NHL A7 2 ifi i e 4 i iy AUC
{543 514 0.848.0.758 1 0.713 (P<0.05) ., W% 6.
K1,

% 6 NLR.PLR #1 RDW Xt NHL ¥, §7 55 & fifi 3 B S B 75
W E S
Table 6 Predictive value of NLR, PLR and RDW for lung

infection in patients undergoing chemotherapy for NHL

fibr AUC M Younden's 8% BURUE ¥RJE P

NLR 0.848 2.86 0.760 90.00  86.00 <0.001
PLR 0.758 180.50 0.460 76.70  68.00 <0.001
RDW 0.713 13.10% 0.447 70.00  76.00  0.003
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Expression and significance of S100A2 and Blimp1 in bone marrow mononuclear cells of
patients with multiple myeloma

LV Dianliang', ZHANG Kuanshun®, WU Yi*, FENG Lei*, SHI Lin**

(1. Department of Hematology, Henan Hospital of Traditional Chinese Medicine, Zhengzhou, Henan, China,
450002; 2. Department of Hematology, The Second Affiliated Hospital of Henan University of Chinese
Medicine, Zhengzhou, Henan, China, 450002)

[ABSTRACT] Objective To study the expression level and significance of S100 calcium binding
protein (S100A2) and B lymphocyte -induced mature protein-1 (Blimpl) in bone marrow mononuclear cells
(BMMNC) of patients with multiple myeloma (MM ). Methods A total of 82 patients with MM who were
treated in Henan Provincial Hospital of Traditional Chinese Medicine from March 2018 to May 2020 were
selected as the observation group (using the VAD treatment plan) , and 35 patients with anemia during the same
period (conventional anemia treatment) were selected as the control group. Enzyme - linked immunosorbent
assay and reverse transcription polymerase chain reaction were used to detect the levels of SI00A2 and Blimpl
in BMMNC of MM patients. The general data and the expression levels of ST00A2 and Blimp1 between the two
groups were observed and compared. Pearson correlation test was used to analyze the correlation between the
expression levels of Blimpl and SI00A2 in MM patients. The receiver operating characteristic (ROC) curve
was established to analyze the predictive value of the occurrence of MM. Results After univariate analysis,

the expression level of SI00A2 in the observation group was significantly lower than that in the control group (P<
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0.05). The expression level of Blimpl was significantly higher than that in the control group (P<0.05). The

expression levels of SI00A2 and Blimpl were independent risk factors for the occurrence of MM (P<0.05).
S100A2 was significantly negatively correlated with Blimpl (P<0.05). The area under the curve (AUC) of
S100A2, Blimpl and the combination of the two predicting the occurrence of MM are 0.881, 0.836, 0.945,

respectively. The combined detection has a higher predictive value, and the sensitivity and specificity are 97.1%

and 78.0%, respectively. Conclusion The expression levels of ST00A2 and Blimp1 can be used as independent

risk factors and predictors for the occurrence of MM, and the combination of the two has a higher predictive value.
[KEY WORDS] Multiple myeloma; S100A2; Blimpl; BMMNCS
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BTG L (P>0.05), WELLH B S100A2
FkKF B EMRT XA, 25 A 5 L (P<

0.05) ; Blimpl FiA/KY- i % & T X4, 2 %A
Gt X (P<0.05), W1,

R1 WA-MABLLE (vxs)

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

21 ) n A (4F) HEHICH) BMI (kg/m®) S100A2(ng/mL) Blimp1 (FHXF FfH) W SR S (4
WEE 82 70.98%5.22 45 23.32+3.22 1.350.24 2.39+0.67 20.96+5.48
X 2 35 71.56%5.35 23 23.48%3.36 1.87+0.39 1.46+0.38 21.52+5.32

HE 0.546 1.183 0.243 8.806 7.689 0.510

PAE 0.586 0.277 0.808 <0.001 <0.001 0.611

2.2 MM Ji5 K BB R Z 8
S100A2 . Blimpl kK-8, 27 A ST
225 Y (P<0.05), WFE2,

®2 MMEBEREMNEERRDN (vxs)
Table 2  Single factor analysis of the etiology of MM patients

(xxs)
2531 n S100A2(ng/mL)  Blimpl (KX HA)
M EEA 82 1.35+0.24 2.39+0.67
X R 2H 35 1.87+0.39 1.4620.38
AL 77.339 59.060
P1{H <0.001 <0.001
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K2 (P<0.05)., W33,

®3 MM EERRREMMERISEE Logistic EJF
Table 3 Multivariate Logistic regression analysis of

factors affecting the occurrence of MM patients

AFtg BfH SEfH Wald {8 OR{H 95%CI PiE
S100A2 5970 1.199  24.775  391.311 37.311~4108.905 0.000
Blimpl 3.789 0.897  17.830  44.228 7.618~256.784 0.000

2.4 MM Hi# BMMNCS ' S100A2 5 Blimpl 1)
FHIR

S100A2 % ik /K F 5 Blimpl # ik /K- & 8 %
A (P<0.05)
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Figurel ROC curves
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Table 4 Analysis of the predicted value of SI00A2 and Blimp1 and the combined index

Kok s i AUC PR v 15 95%CI B FEHL R g TR I A1 PiE
S100A2 0.881 0.039 0.804~0.957 0.801 0.771 0.902 0.372 0.000
Blimpl 0.836 0.039 0.759~0.912 0.453 0.514 0.939 1.505 0.000

WA H% 0.945 0.019 0.908~0.982 0.851 0.971 0.780 0.207 0.000
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Application of tandem mass spectrometry in the screening of neonatal inherited metabolic
diseases

ZHENG Guobing'*, LIANG Rui', TANG Jiayan’, WANG Degang', LIANG Shaoxia', XIE Fenghua'

(1. Zhongshan Boai Hospital Prenatal Diagnosis Center , Zhongshan , Guangdong , China, 528400 ;

2. Department of Pediatrics , Boai Hospital , Zhongshan , Guangdong , China, 528400 )

[ABSTRACT] Objective To explore the application of tandem mass spectrometry (MS/MS) in the
screening of neonatal inherited metabolic disease (IMD). Methods A total of 70509 newborns who were
treated at the Prenatal Center of Bo’ai hospital in Zhongshan city from October 2018 to December 2020 were
selectedgroup. Tandem mass spectrometry (MS/MS) was used to screen three types of diseases: abnormal
organic acid metabolism, abnormal fatty acid metabolism and abnormal amino acid metabolism. Results
Among the 70509 newborns undergoing screening, 663 were suspected positive in hospitalization and 26 in
outpatient clinic. The total positive rate of primary screening was 0.98%. The final diagnosis was 30, with a total
incidence rate of 1/2350, including 6 cases of organic acid metabolism, 8 cases of fatty acid metabolism, and
16 cases of abnormal amino acid metabolism. The specific types of diagnosed diseases are: 3 -hydroxy -3
methylglutaric aciduria (HMG) , isobutyryl - coenzyme dehydrolase A deficiency (IBDD) , holohydroxylase
synthase deficiency (HLCS) , ornithine Acidemia (ORN) , type I citrullinemia (CTLN1) , 1 case each,
methylmalonic acidemia (MMA) , short acyl coenzyme dehydrolase A deficiency (SCADD3), 3 cases each, 3
cases of methylmalonic acidemia (MMA) , 3 cases of short acyl coenzyme de hydroxylase a deficiency
(scadd3) and 4 cases of hypermethylsulfaemia (MIM) , 5 cases of primary carnitine deficiency (PCD) and 12
cases of hyperalaninemia (HPA). Conclusion The use of MS/MS to screen newborns for hereditary and

metabolic diseases can play a role in early detection, diagnosis, and treatment, and can significantly reduce birth
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defects in the population. MS/MS has the advantages of abundant screening diseases, complete screening items,

and short screening time. Therefore, MS/MS has important application value in the screening of neonatal IMD.

[KEY WORDS] Inherited metabolic disease ; Tandem mass spectrometry ; Newborn; Screening
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The early predictive value of serum PAF and IMA levels combined with ABCD2 score for
the short-term progression of cerebral infarction after the onset of transient isochemic
attack

CHEN Jing', DONG Junxing', LI Qihui', LIANG Yan', DAI Min', ZHANG Min®

(1. Department of Neurology, the Seventh People’s Hospital of Zhengzhou, Zhengzhou, Henan, China,
450016; 2. Department of Neurology, Zhengzhou People’s Hospital, Zhengzhou, Henan, China, 450000 )

[ABSTRACT] Objective To study the early predictive value of serum PAF and IMA levels combined
with ABCD2 score for the short-term progression of cerebral infarction after the onset of TIA. Methods A
total of 92 patients with TIA who were diagnosed and treated at the Seventh People’s Hospital of Zhengzhou
from January 2018 to December 2020 were selected as the observation group, and 50 healthy subjects at the
same period were selected as the control group. The serum PAF and IMA levels were tested. All patients were
scored ABCD2 and followed up for 7 days. According to whether cerebral infarction occurred, they were
divided into the cerebral infarction group and the non - cerebral infarction group. The baseline data of the
observation group and the control group and the cerebral infarction group and the non-cerebral infarction group
were compared. The binary logistics regression was used to analyze the short-term progression as an independent

risk factor for cerebral infarction. The early predictive value of infarction was analyzed. Results The PAF and
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IMA levels in the observation group were higher than those in the control group (P<0.05). The PAF, IMA
levels, hypertension rate, diabetes rate, hyperlipidemia rate, and coronary heart disease rate in the cerebral
infarction group were higher than those in the non-cerebral infarction group, and the ABCD2 score of high-risk
and medium-risk ratio was higher than that of the non-cerebral infarction group, and the low-risk ratio was
lower that of than the non-cerebral infarction group (P<0.05). Binary logistics regression analysis showed that
PAF, IMA and ABCD2 scores, hypertension, diabetes, hyperlipidemia, and coronary heart disease are
independent risk factors that cause TIA to develop into cerebral infarction (P<0.05). ROC analysis results:
serum PAF and IMA levels and ABCD2 scores have a certain early predictive value for the short - term
progression of cerebral infarction after the onset of TIA (AUC=0.783, 0.709, 0.762) , and the combined
application value of the three indicators is higher (AUC=0.841) (P<0.05). Conclusion Serum PAF, IMA

levels and ABCD2 score have a certain early predictive value for the short - term progression of cerebral

infarction after the onset of TIA, and the combined prediction effect is better.

[KEY WORDS] Platelet activating factor; Ischemia-modifying protein; Cerebral infarction

63 %87 PR Ik B 1L %2 /F (transient ischemic attack,
TIA ) 248 Jmy kA i i A5 B3 00 Do) & 50y ik e = B8 0
B TR DD BRI AT I ARCRE IR R B A
M AR T 7 R BR T, —AE LT, 1~2 h N g
W75 3 2 fift MK A2, 56 42 G A IS TR AN B 3 24 h, B
28 N A2 g M CT s R & e ARkt . B
TIA &80 I A 58 R 2 1, Z 80F 92 R W, 30%
~50% TIA & 2 75 9% B AL BR b A G 2 21
FE o S TR 9 K BT T TIA & AR e
N AL, I AT DA S AN R = F & 42 . ABCD2
PE5r [ H A (Age) 4Fi% B (Blood pressure) [l .
C (Clinical features) IIfi /K 4FfiF . D (Symptom dura-
tion) FFLEHT[A] D (Diabetes ) PR % 2H A 12 H i
[ g oh i T AR op RUR: DEAl TR, B — s 50
E"™ /NG Ak R F (plateletactiG vatingfactor,
PAF) fig % {2 i /Nl B BRAE O I 2l il A% T2 Wi
SR A PN SR /N Al 3R AR R 5 BRI A8 4 1 R T (dsch-
emia-modified albumin, IMA ) /2 2014 S 1fi =5 14 A& A
HERHZWHEIR AP — 5 5 TIA &R
AR FE A A= AEAE B 2R 0 H X TIA KA 5 R
R VR R I A B SO A (B 5 AN B o PRI, AR SRt
i PAF . IMA /K1 & ABCD2 1143 ) TIA &AE )5
e SR A 2 Sy i A A S T A (A T, DU R
R SIHIMES %

1 BARNKRETIE

1.1 RS

VEHL 2018 4F 1 A & 2020 4F 12 A TEBIN T 46
L AN REREEZIZIAI 92 9] TIA BE R WELH ,
7 1 R[] 0 e R ARG 2 50 1 Ry it BE A

A ARE - DAERE 30~90 % s @75 & (8 Ik
i i i & AR B o B R KO R T R (2011
)R T TIA 2 Wibn ifE s @ % & M & T g
B, 24 h YR AE FRE R 52 2 TH K @k &6 CT
i A ol MRI A6 A %2 80 o 437 ol i 1 2, R &
S B H A kL 5 B Rl T R PR %R e 4 . HEBR
P : OF S DB ff s QTR =% ; @&
PEAE YL s @20 WAL s @4 IR A% ; @0
R TIA . A ZiE B GRS, ALk
B 16 B2 51 23t
1.2 ik
1.2.1  IGRBORER AR

X 2 W kAR B IE 5 R AERREE I H] i K Y
— K, AR E — £ W IR E 1T ABCD2 43 1F
i, =60 £ 111 4, 46 =140 mmHg/&F 5K &
=90 mmHg 11 1 43, 75 18 B 65 N A B AR 6 it 1
a3 R ARTE 11t 2 43, e AR FFEERT ] 10~59 min
T 143 RERIRLENT [ =60 min T2 43, & W R I%
10, TR U B, B <3 o AR S, A
Oy 4~5 5y G, Br=0 7 N e .
1.2.2  PAF I IMA F5Frilliz

FFA 238 A BE 24 h Pl 2 1S 3 K O 4
mL, >R FH il 56 G 93 T B 3 A6 PAF 7K 7, R
TR S5 ST IMA KF R 7 & A wRIIZF
AR A BR AT
1.2.3 Pty

TEBH KA TIA JG AT A 7 d Bl D7, 10 sk
R IR R A AT, A SE2 W LA Sk 3B MRTLCT
i RAE DR AR | R4 2 75 & A WG AR BT, , 43 A fiki
FEBEA (31 1)), AERRARFELL (61 f1]) o
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1.3 Siifeeaba

fifi FH SPSS 23.0 #EAT W5 TR BT . TF BT
R (x =) ik . PR FLAH 4G50 . THEC7ERE
n( %) HiR AT Ko o S R FE L5540 ot
Logistic [F1IF, 5k & A0 J5 1R 5 E 17748 Jr ik 25 A1 5
W TN 2 B8 ROC 4387 . LA P<0.05 Jy 2%
SAEGIEE

2 H#R

2.1 U FLE RIS

WL ZH 5% BRAH AR IS  BMI 028 R s
g OB R, 2R TG E L (P>0.05) 0
S PAF IMA K55 TRHRZH (P<0.05) . W1,

Fz1 WAHELRERE [(vxs),n(%) ]
Table 1 Comparison of baseline data between 2 groups
[(x=s),n(%)]
HEA R MEA(92)  XFEAI(50) il PIH
I (%) 61.30£6.63  60.21=5.93  (0.970) 0.334

BMI(kg/m*) 23.41+4.16  23.29+421  (0.163) 0.870
L (W/min) - 7613622 7548+5.61  (0.615) 0.539

W2 S st 31(33.7) 19(38) 0.263  0.608
AR 33(35.87) 21(42) 0.517 0472
Bk 64(69.57) 33(66) 0.19  0.663

PAF(Pg/mL)  176.6226.69 46.72+6.82  (109.763) 0.000
IMA (U/mL) 46.43+5.98  32.8124.35  (15.550) 0.000
TOAST 43
Kok EGifk  49(53.26)

NI GE S 34.(36.96)

AR 9(9.78)

2.2 Jiki FE FE 415 AR ik A S A B — i OB
ABCD2 P4} .PAF . IMA 7K F L4

i A5 E 21 5 A ik ZE S8 ALAF i \BMI L0 3% W
HHEE AR s R R A, 22 R RS TR R L
(P>0.05) , i 15 3E 20 PAF . IMA /K | /& 1L JE
OB PRI LR R AR AT LR e LR T

AEMiAESE 4 , H ABCD2 W43 & i I v i b R
T AE B A8 4L, AIG AE EE R AIG T FE G A SR 41 (P<
0.05), W2,

F2 MAETLASIEMIEIEERN— TR ABCD2 W45,
PAF.IMA KB [ (x+5),n(%) ]

Table 2  General data, ABCD2 scores and PAF, IMA
levels between cerebral infarction and non-cerebral infarction
groups [ (xxs),n(%) ]

WRETEAL IR SEAL

WA (31) (61) el P
(S 64.39+6.82  62.72+6.42 1.155 0.251
BMI (kg/m®) 23.67+4.16  23.29+4.21 0411 0.682
L3R (YK /min ) 78.43+621  76.73+5.63  1.322 0.189
W S o 10(32.26)  20(32.79) (0.003) 0.959
PRI 9(29.03) 21(34.43) (0.272) 0.602
Bk 20(64.52)  42(68.85) (0.176) 0.675

ABCD2 ¥4 fikfe 2(6.45) 48(78.69) [7.240] 0.000
fife 10032.26)  12(19.67)
Efe 19(61.29) 1(1.64)

PAF(Pg/mL) 232.62+66.53 148.17+45.72 6.347 0.000
IMA (U/mL) 52.58+4.51  43.31+3.83 10.328 0.000
f=AINES 21(67.74)  25(40.98) (5.887) 0.015
% R 11(35.48) 6(9.84)  (8.976) 0.003
fri B LA 13(41.94) 12(19.67) (5.148) 0.023
R 16(51.61) 18(29.51) (4.311) 0.038

2.3 TIA KRN MGHEFE )52 M R B

57 AE 45 9T Logistic [ HRE AL | D) TIA &
Ji& Shy B A BT CHR O oA PR AR B WA 1= 8 o ik
BEL,0=F . LIFE 2% P<0.10 MFE AR [ AR L 4%
A WK WL 3. MIH R R % 4 5 R gk
H AR B B MG BE , I o wr=0.10, a 1%=0.05,
W ZE S 7 A H AR g0 B A AR A b (P<
0.05) , #7552 = ) PAF . IMA & ABCD2 ¥4y (1
& I 8 ) < IR R PRI i A IAE | 700 0 A
1 TIA &R A A5 8k 57 i I AL 3R (P<0.05) 6
WL 3,

R3 TIA XKBARMAEIER — I Logistic [B 1343 47

Table 3 TIA was developed as a binary Logistic regression analysis of cerebral infarction

/A % TR 1 EIEES FRiER 22 P! ORfH 95%CI PH
HOR -0.036 0.017 4.248 0.039
PAF 1==180 Pg/mL , 0=75 0.763 0.311 6.017 2.145 1.166~3.947 0.014

ABCD2(H 5 . 0.567 0.186 9.285 1.763 1.224~2.539 0.002
ABCDzE.% fi; 2=, 1=E 0= 1.531 0.416 13.555 4.624 2.046~10.448  0.000
IMA 1==46 U/mL, 0=75 0.225 0.070 10.355 1.252 1.092~1.436
B IE 1=4&,0=7% 1.700 0.584 8.459 5.473 1.741~17.204
W R 1=5&,0="7% 1.848 0.658 7.886 6.350 1.748~23.069
e B g 1=/%,0=1% 1.588 0.588 7.299 4.895 1.546~15.492
SRR ] 1=/%,0=1% 1.501 0.583 6.615 4.485 1.429~14.074

H1: ABCD2: 21 3<3 40 WARSE , B3 4~5 20 e, =6 4y M fe . 3 2 WIEN 0 T S
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Table 4 Early predictive value of serum PAF, IMA water
and ABCD2 score for short-term progression to cerebral

infarction after the onset of TIA

2%

eI AUC  95%CI B REE R e

PAF 0.783 0.691~0.887 180 Pg/mL 0.802 0.764 0.566
IMA  0.709 0.516~0.975 46 U/mL 0.712 0.707 0.419
ABCD21T/F 0.762 0.641~0.905 44 0.784  0.736 0.520
BEAM T 0.841 0.745~0.950 0.852 0.823 0.675
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28 VRSS2 s S CD73.DJ-1 )2 LAMP4 3L 3

I HuF Ewmi S Hh O EFpRp

(¥ ZE] H® BT8R A% (AML) 83 CD73.DJ-1 JIF B 111 4(LAMP4) 5 [F
FIRRE L AE PR T PO BE e R N RHICR Y 70 6] AML S B BEAR A E R SEAL, S5
10 1B BEHH AR H SRR AE X B, SE 262 2 PCR(RT-PCR) K3 CD73 . DI-1 & LAMP4 FEH 3Kk,
3T 3 F 5 AML B IR IRFFE G A6 ER . R 584 CD73 .DJ-1 J LAMP4 mRNA ik 5 3%
ETXT IR, E A BEE L (P<0.05) . CD73.DJ-1 & LAMP4 mRNA 357K 5 g HEm AR 25
JE /NGRS AT T BOER M (P>0.05)  (H S5 90 fE R FR B 432 . (A T4 FAB 43 RUfF 10 1 3%
AAXAE(P<0.05), CD73.DJ-1 M LAMP4{K35H) AML #5229 % (CR) B & B T sk iy, Hia)r
L5 AML 5 CD73.DJ-1 J2 LAMP4 FR BRI HT B BEAL, 22 R0 G128 L (P<0.05) ., FiljF R
i) AML i CD73.DJ-1 & LAMP4 35 Wa A R B EFRIBKTEAL, H CD73.DJ-1 & LAMP4 %3251 AML
SR DR A AR SO A AR ) R 2 S TR RIE R (P<0.05) ., 4518 AML 4 CD73.DJ-1 Jt LAMP4
BRI, A BE W REEE R = Fabr i B AW A TG 3R MG IRIR P i it s,

[XiR] AMERER A5 ; CD73; DI-1; WA G E H 4

The expression and significance of CD73, DJ-1 and LAMP4 genes in patients with acute
myeloid leukemia

WANG Ping*, GAO Hongxiu, REN Xiaoyan, GUO Li, WU Shengsheng

(Department of Hematology , Zhumadian Central Hospital, Zhumadian, Henan, China, 463000 )

[ABSTRACT] Objective To investigate the expression and significance of CD73, DJ-1 and lysosom-
al-associated membrane protein 4 (LAMP4) genes in patients with acute myeloid leukemia (AML ). Meth-
ods The bone marrow specimens of 70 AML patients admitted to department of Zhumadian Central hospital
hematology were selected as the research group, and the bone marrow specimens of 10 bone marrow donors
were selected as the control group. Real-time fluorescent quantitative PCR (RT-PCR) was used to detect the
expression of CD73, DJ-1 and LAMP4 genes. The relationships were furthrer analyzed between the three indi-
cators and the clinical characteristics or prognosis of AML patients. Results The expression levels of CD73,
DJ-1 and LAMP4 mRNA in the study group were significantly higher than those in the control group, and the
difference was statistically significant (P<0.05). The expression levels of CD73, DJ-1 and LAMP4 mRNA
were not correlated with the patient’s gender, age, degree of anemia, platelet count, and immature cell count
(P>0.05). However, they were significantly correlated with disease risk grades, white blood cell count and
FAB classification (P<0.05). The complete remission rate (CR) of AML patients with low expression of
CD73, DJ-1 and LAMP4 was significantly higher than that of patients with high expression, and the expres-
sion levels of CD73, DJ-1 and LAMP4 in AML patients after treatment remission was significantly lower than
those before treatment (P<0.05). The expression levels of CD73, DJ-1 and LAMP4 in AML patients with
good prognosis were lower than those in other patients with poor prognosis, and the overall survival rate and

median survival time of AML patients with low expression of CD73, DJ-1 and LAMP4 were significantly high-

M s B B JE P s B ik A, T, 3R B JE 463000
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er than those in patients with high expression (P<0.05). Conclusion CD73, DJ-1 and LAMP4 are highly ex-

pressed in AML patients. Combining the clinical characteristics and the expression of three indicators can help

judge the prognosis of patients and provide references for clinical treatment.

[KEY WORDS] acute myeloid leukemia; CD73; DJ-1; Lysosomal associated membrane protein 4

2 Pk B8 & 1L %% (acute myeloid leukemia,
AML ) X FRAE 2P R b EL 20 1 it A 502 Pk
2B 1 AL A — R A R O A I R e R 4
AR, e D AR I A g B B sk b, I
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Y & 9m AL R o B R, X T A R AR A i
P I 8 3 I R SRR T I AR A R T
i AML 5 2016 20, B &R e, s 22, Fm
FHA WA AML 95 18 W5 155 &9 S R
JTHE S B 8 L, CD73 WAFAE T AR I
) —28 5" A% AT PR , 5 A TE ik U 4t L 1) 434k
KEAR K, IEFRMFTERY,CDT3 58 WA
g 12 P AR I A R TS A E R IR
DJ-1 & MR A PARK7 3K, B P& 4L
il 4 M08 T S 2 AP DI RE  BFSE RS, DJ-1 FE R
K5 RO MR 0 & AR ZEE RS I s AR OG
AR R W I8 2 Wt S ay7 S . B AR G
i 25 F1 (lysosome - associated membrane protein,
LAMP) Ay 75 Bl U4 JBE 25 10 1 32 8 20 i 4y, He v
LAMP4 EZ N THERS, FES 5N E
WE A FH | 4 R AR A5 S R, TR R R a2 W i
JEWFFE R AT R, AWFSE BT T AML
3 CD73 \DJ-1 J LAMP4 3[R Fh 1500, LR
AML Bl PRAZ W A 300§ Fric Ban Pt o

1 ARSI

1.1 —seR

T T BE B i R 2018 4F 1 H
% 2020 4F 1 H W12 K AML [ 70 151 £ 2 1 B B br
ANE R BEIEAL, AR - OFF A LR 12 W
SRR UE (5 3 O ) R 2 Wi AR i Q HIE S 5
ARG I F G A & @4AE APL S R A 1A
Ti FASY s @YK IRL . HEbRARIE : OF I
i EBAL IR s @ ICIL L A WF 5 0045 3% s OIF B %5
Ik 5 D1 fig 58 @A I A m A 5T 245 A
HZE . Hop, 530 6], £ 31§, AR % 745 (511
3.2) % , K M FAB b1 #E" 4 MO (5 4] ) M1 (6
f1) M2 (30 5] ) . M4 (4 5] ) M5 (19 ] ) \M6 (6
i) o 55 BEH 10 B F A< B A7 B A 2 A 2 1 3 I

TR 8 I TR 5 0 1)1 A TR A B 2 U PR AR A Sy
XTHEAE , b 55 6 0], 2 4 ), AF 5 F- 35 (49.6£3.4)
2o PR TN AR L 2 R gt L (P>
0.05), ASLHGL R BEASHEZE 0t 24l
1.2 ik
1.2.1  IGRIEIRSETT

SRR NI S0 <l 1| NS o8 <IN 7 5 I S EF
(French- American-British , FAB) [ Ifil. 35 73 B A A
B IR B St S T AE 20 20 (World Health Organiza-
tion, WHO ) 5 95 15 [ B 4 ¢ ', I 46 A 1 Y% 11 2
JHL 0L/ INER L I 240 B 2 5 S B = R A o
1.2.2 CD73.DJ-1 & LAMP4 mRNA 7KF-#5:il

K H 52 B 2% )6 %€ & PCR (RT - PCR) £ il
CD73.DJ-1 & LAMP4 3£ [ 363k : T AT 838 A B
125 3 B 2 mL BB AL, A B B0 20 min 3R 75
1~2x10° 4~ B BE L AZ AU M, PBS PEU , $2 B4 A 5
RNA. #JH QuantiNova SYBR Green PCR Kit j7|
& (I B 1% [ Qiagen /A w) ) #2 B & RNA, Quant
cDNA 5 —#E5 B & (W F R AR F]) i sk ik
Bt cDNA, CD73.DJ-1 }2 LAMP4 5|¥¥) i L ifgA:
Y TR TS M. CDT3 51474, Liif.5'-CAC-
CAAGGTTCAGCAGATCCG-3', Fjif:5'-GTTCAT-
CAATGGGCGACCGG-3', DI-1 5|94 [JiF:
5'-GTGTAGCCGTGATGTGGTC-3', Filff:5'-GCT
CCTTCAGTATCTCCTTCAC-3', LAMP4 5| ¥ J¥
¥ . i :5'-GACAAGTACAACGTGAGCGG-3', F
7 : 5'-CGAGGTCTTGTTGGGGTTGA-3', NZ: M
B-actin 5| ¥ ¥ 5, L% . 5'-TCACCCACACTGT-
GCCCATCTACGA-3', Fiif:5 -CAGCGGAACC-
GCTCATTGCCAATGG-3', %€ i PCR ¥ 4k
Bug g pagih 4k, R H 2915 CD73 . DJ-1
Ko LAMPA JE PRI R 18 K-
1.2.3  TJE5HT

MK R UL 12 Wt ST RbR o (5 3 jil) )M
PRUEE R NG 2 SR ANE MBI, B B8R
TR AN <5% o T AR 48 22 M 17 10 53 K 2% % (none
remission , NR ) . #8432 fi# (partial remission, PR ) Fll
5€ 4= 2% f# (complete remission, CR) ., T4 B 4 bifi
Ui 6~36 T, Gt & WG A4 0L, T AR AR
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FTHR 3 A= A7 st ]
1.3 Geil2ortr

K H SPSS 20.0 G b2 8 4k 47 5ds 43 4, it
ERRL (R +s) Eom , I HLECR T K256, Z2 41 1)
LR PR30 THERBE R A n (%) 3R, L a) L
R 2K, L P<0.05 N ESA S FE L,

2 #HR

2.1 WIS AN B4 CD73 . DI-1 M LAMP4 £ [A
TR A
W54 CD73.DJ-1 X LAMP4 mRNA 5K -1
R PRI, A AR L (P<0.05), W& 1,
£1 FWHCDT3.DI-1 K% LAMP4 mRNA 7K FELEE (x+s)
Table 1 Comparison of CD73, DJ-1 and LAMP4 mRNA

levels between 2 groups (x+s)

21 n CD73 DJ-1 LAMP4 mRNA
Xt R4 10 0.24+0.07 0.51+0.11 0.28+0.07
W4 70 0.77¢0.20  2.52+0.39 0.42+0.09

1 16.268 34.558 4.710

P 0.000 0.000 0.000

2.2 CD73.DJ-1 K LAMP4 mRNA 5 AML # # i
PRAEAE I AH 1

CD73.DJ-1 & LAMP4 mRNA F£ik/KF-5HH%
PRSI AR BT IFR BE | /TR L S HE 40 T
TCAH A (P>0.05) , 5 95 95 & I 72 B 4 2% L 11 41 il
THEL FAB 43 BUAFAE i E AR OCPE (P<0.05) . LR 2,
2.3 CD73.DJ-1 X LAMP4 mRNA 5 AML & 4
7R A

70 B B H 2 IR T IR R R MR R 74.3%(52/
70) , MK I8 AML & A Beifii2 Ja i %E 1 CD73 .DI-1
K LAMP4 mRNA FJ{E R 73 B4 57 AR T HE R
RN NS T ME = R A IF X e s, CD73 |
DJ-1 }2 LAMP4 X335 1) AML H & 58 2 G fft R
FEmTEELREE, HIRITE MG AML 234
CD73.DJ-1 } LAMPA F ik 53677 i B W F 1% (P<
0.05) . U.3% 3~4,
2.4 CD73.DJ-1 ) LAMP4 mRNA Y AML H 4 il
Je B G

Jir 5 B Bl 6~36 1~ H L 34 (21.322.4) 4>
H, WE BRI AML B35 A BE #6132 5 T E 1)
CD73.DJ-1 } LAMP4 il J5 AN R B 3 R ik 7K
A%, H CD73 .DJ-1 & LAMP4 £ % 15 i) AML
BB A T P A A R] B T R R A AR
#(P<0.05), W3 5~6,

%2 CD73.DJ-1 & LAMP4 mRNA 5 AML £ &I K 4HFE
BRI (x£s)
Table2 Correlation between CD73, DJ-1 and LAMP4 mRNA
and clinical characteristics of AML patients mRNA (x+s)

miH n  CD73 DJ-1 ang\fZ
P51 B 39 0.78+0.22 2.55+0.43 0.42+0.09
31 075020 2.51+0.37 0.43+0.08
i 0.590 0.411 0.485
P 0.557 0.682 0.629
AEIE <60 49 0.76x0.17 2.46x0.47 0.40+0.11
>60 21 0.770.23 2.53+0.41 0.43+0.09
t1H 0.202 0.592 1.101
P{E 0.840 0.556 0.275
FAB 437 MO 5 0.64x0.20 2.30£0.29 0.43+0.08

M1 6 0.65+0.22 2.31+0.36 0.44+0.12
M2 30 0.94+0.20 2.96+0.62 0.66+0.15
M4 4 0.63+0.18 2.33+0.35 0.55%0.10
M5 19 0.77+0.23 2.70+0.28 0.58+0.13
M6 6 0.61+0.20 2.25+0.21 0.43%0.09

FA8 8.699 9.153 10.314
P{H 0.000 0.000 0.000
MR EH 7 0772022 2502042 0.40+0.07

R 49 0.7420.21 2.53+0.44  0.43+0.09
FH 14 0.79£025 2.5420.41 0.41+0.09

FAH 0.186 0.219 0.267
P8 0.854 0.829 0.792
SE b2 A <50 50 0.59+0.17 2.33+0.36 0.30+0.06
>50 20 0.83+0.22 3.19+0.47 0.52+0.13
t1H 4.894 8.253 7.265
P1H 0.000 0.000 0.000
IR Ra A <50 46 0.78+0.19 2.51x0.45 0.44+0.09

50~100 12 0.72+0.23 2.55+0.51 0.44+0.11

>100 12 0.77+0.23 2.56+0.39 0.42+0.08
F{y 0.155 0.387 0.770
P 0.877 0.700 0.444

LA L L 5] 0~0.5 23 0.76+0.15 2.52+0.44 0.41%0.09
0.5~1.0 47 0.78£0.26 2.53x0.41 0.42+0.13
el 0.610 0.094 0.331
PAiE 0.544 0.926 0.741

VIR K 21 0.52+0.14 2.16+0.24 0.25+0.05

1 37 0.6320.18 2.33x0.34 0.45x0.06

Bo12 0.96x0.22 2.98+0.42 0.67+0.15
Fi 7.041 6.209 9.405
PAH 0.000 0.000 0.000

%3 X[ CD73.DJ-1 & LAMP4 mRNA FRixKE&FF R
CR L% [n(%) ]
Table 3 Comparison of CR after treatment with different
expression levels of CD73, DJ-1 and LAMP4 mRNA [n(%) |

CD73 DJ-1 LAMP4 mRNA

5
U TR mkk Rk mRk [Ek ik

CR 16(94.1) 36(67.9) 14(100) 39(69.6) 15(93.8) 37(68.5)
71 4.623 5.613 4.114
PE 0.032 0.018 0.043
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R4 BITEMEEIE AML £& CD73.DJ-1 & LAMP4
mRNA KELLE (x+5)
Table 4 Comparison of CD73, DJ-1 and LAMP4 mRNA

levels in AML patients before and after treatment remission

(x+s)

Fisf 1] n CD73 DJ-1 LAMP4 mRNA
ST 52 0.75+0.08 2.36+0.26 0.41+0.10
Eais 52 0.32+0.15 0.77+0.20 0.31+0.10

1l 18.240 34.954 5.099

Pt 0.000 0.000 0.012

*5 AEHIEH AML £& CD73.DJ-1 & LAMP4
mRNA K FELEEE (vxs)
Table 5 Comparison of CD73, DJ-1 and LAMP4 mRNA
levels in AML patients with different prognosis (x +s)

i H n CD73 DJ-1 LAMP4 mRNA
Wim R 52 0.48+0.08 1.96+0.26 0.36+0.10
WEAKR 18 0.83+0.12 2.71+0.47 0.62+0.14

tHH 11.520 6.438 8.538

Pl 0.000 0.000 0.000

AML L i 40 Ji/AEL 200 0 5 19 9 o1k 32
BELFM ] T4 ] O 2 R A e B8 S oV IV R
PN, BEAE T A5 o7 B or 1 DR~ B AN W K g W5
N FE R G | Y (0 R T 8 K st i 48 D 4 5 e T Bl
AR5 L A e A e SR DA G, %) AML J8 5 Y
1097 RN FIPUS A — B Rk, fF5E
AML {8 AH K7 T R K0 T FHEBFH ARG
7 FERNAYT B> TR LT i AML B K AR K R
Jr T HLEAE B E R S

CD73 3 A T 2 P 2 40 M A 1= 1) — 2K 1 240
LTI, LA i IR e A Wit A 7 St it 9 b O 1, A
RS R AP A T B BB AR R AR
H R, CD73 45 M B 6T UG S B AR
s HAMIFTUESL", AML B3 A% T R /K A 15 1
I L R L A DG 40 i 2 P A RE ARG, T

*£6 AFECD73.DJ-1 K LAMP4 RKixKT AML & B E TR Kt & 7078t i

Table 6 Comparison of overall survival rate and median survival time of AML patients with different expression levels of
CD73, DIJ-1 and LAMP4

5 CD73 mRNA LAMP4 mRNA
ik [EES (S [EES k235 [EESI
SARAAER (%) 16(94.1) 34(64.1) 13(92.9) 37(66.1) 15(93.8) 35(64.8)
pal: 5.664 3.938 5.064
PAE 0.017 0.047 0.024
FR AR AE R CH ) 16.3+1.1 12.6+1.3 15.9+1.0 12.2+1.9 15.9+1.4 12.8+2.1
2N 11.662 9.729 6.845
PAH 0.000 0.000 0.000

M2z, DI-1 L N & B — 28 22 4 AR5 1 o
FEH A R A e A 2 R SR )iz R
I8 FEVE T I geE A e R T A O A M A B SR R
& HBE M REEEA R M BN TEY)
16 2ME IS S B BE G A R LR A AR R Y B
FrAsrh DI-1 B kK] g nt =, Ay
YT P EE AR, 25 T A e AR A
W S5 A P AR LAMPA Oy 2 208 7 T B A B
I 240 J 2 1T 53 F-Fic 4, 7T fig i i 98 15 AML 4 Jifd
AR TR A AR B 2 5 g i R AR R R . BT
FEAR I LAMPA 76 B i FLIRIE S0 i 41 21
Hm eIk, I 5 M R I R SRR T A AR 2
VIR ZR . AR R, 7E AML B35 5 SEhr A
i CD73.DJ-1 S LAMP4 mRNA £iA /K0 i & 1
IEH ANBER S BEAn A . 5T 45 3 CD73.DJ-1 &
LAMP4 mRNA Fih7KF-5 AML (85 I PRAFAE (5

W KA A W R R, W REN AML kA Kk R B
B PRI 2R, ik 5 —SERF S ) 2 SRR AL

AWFE 45 Rk B8, CD73 . DI-1 & LAMP4 A%
FIEM AML 83 58 2 iR I = TR Rk R
&, HIRIT 8 ff )5 AML #3 CD73 \DJ-1 & LAMP4
FORBIRIT AT B REAC. [FE, BU5 R 469 AML
B CD73 .DJ-1 K LAMP4 % Hifth g2 35 21k K 48
i, H.CD73.DJ-1 } LAMP4 %3351 AML H 3% 5
PR A A R R A AP ) 2 B T R R R
HI, AML #3% CD73 .DJ-1 J2 LAMP4 3535 /K -
i, R IARYT RCR K P Bk 2 i CD73 . DI-1
K LAMP4 3235 ] 3B S8 F A AE T ], 4 T j AR
2%, AT CD73 . DI-1 M LAMP4 3354 B
T AML & 192 Wi AU 08, (80 B R AL il
W E— W AR, 45 LR, AML 2 &
CD73.DJ-1 & LAMP4 5 53Rk, 45 & & G IR FE
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IMLi# sIL-3. VEGF. 25- (OH) D3 {231 13 1w s ) L
KB Ho 55Eim Y e A5 M

maEr ER PAUS HREE RE Ky

(& E] HH BUFEEANE (AL) BLIATE rTE T A 42 3 (sIL-3) (4 P A= -7
(VEGF) .25- ¥4k % D3[ 25-(OH) D3 |7k AR b X L S BEM N REM Sk . Frik 1Rl BH T e 5 B
745 AL JBOUAE WS4, FLrhBE i DO RE E #1349, B il D Re 5% 61 1], o) e I [) (g R A A 3 74 914
Xt REAL ., FEBPI4LILT sIL-3 . VEGF .25-(OH) D3 /K-, /M7 BRI iE A H6FR-5 AL (965, I Fe mgE
LSRN BE I D) A B JLSEZR BERE ML 25 HR AR K F, 2 AT I35 45 48 /K 7 R 0R) 55 58 il T Al i AH DM
gEE WECH LG sIL-3 . VEGF /K V- T X% R4, 25- (OH) D3 /K AR T-XF B 4H , 2% A B2 7 L (P<
0.05), I3 sIL-3, VEGF ,25-(OH) D3 7K F- 5 2 LI A7 ¢ (P<0.05) o AL S LEEIMTIfE 55 5 FLI M
S AU ST HF AR KLY SIL-3 . VEGE /K P2 IEM KR, 5 25-(OH) D3 /KR FAHKE K R
(P<0.05) . I3 sIL-3 . VEGF .25-(OH)D3 /K455 AL LS M HEA 3 (P<0.05) . &5 I3 sIL-3 .
VEGF .25-(OH)D3 7KF-AE AL [ L 54 2635 A Al AL SBULEE DI RE % Y E 2 TB .

[XiR] 2tk st R 3, 8 NEARKRETF; 25-%484: D3 ; #E i) he

Serum levels of sIL-3, VEGF, and 25-(OH) D3 in children with acute leukemia and their
correlation with coagulation function

XIANG Jinfeng*, WANG Gang, BU fandan, CHEN Zhixin, ZHANG Xian, ZHANG Han

(Department of Pediatric Hematology and Oncology, Nanyang Central Hospital, Nanyang, Henan, China,
473000)

[ABSTRACT] Objective To explore the significance of serum soluble interleukin 3 (sIL-3), vascular
endothelial growth factor (VEGF) , 25 - hydroxyvitamin D3 [25- (OH) D3] levels in children with acute
leukemia (AL) and their correlation with coagulation function. Methods 74 children with AL in Nanyang
Central Hospital were selected as the observation group, including 13 cases of normal coagulation function and
61 cases of abnormal coagulation function, and 74 cases of healthy physical examination in the same period
were selected as the control group. The levels of serum sIL-3, VEGF and 25 - (OH) D3 between the two groups
were compared. The relationship between the above serum indicators and AL was analyzed. The baseline data
and serum levels of three indicators in children with different coagulation functions in the observation group
were compared, and the correlation between serum indicators, baseline data and coagulation function was
analyzed. Results The serum levels of sIL-3 and VEGF in the observation group were higher than those in the
control group, and the levels of 25 - (OH) D3 were lower than those in the control group (P<0.05). The levels
of serum sIL-3, VEGF and 25 - (OH) D3 were related to acute leukemia (P<0.05). Abnormal coagulation
function in children with AL was positively correlated with lactate dehydrogenase, tissue tumor load, poor liver
function, serum sIL-3 and VEGF levels, and negatively correlated with 25 - (OH) D3 levels (P<0.05). The

KB A A R RS AR R A (68050365 )
A AL @ [T P s R B L & i AR AL, T, A 473000
*iBAEEE @42, E-mail : fengyanpu2014@163.com
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levels of serum sIL-3, VEGF and 25- (OH) D3 are related to coagulation function in children with AL.

Conclusion Sserum sIL-3, VEGF and 25-(OH) D3 levels are abnormally expressed in children with AL, which

is expected to be an important means for evaluating abnormal blood coagulation function in children with AL.
[KEY WORDS] Acute leukemia; Soluble interleukin 3; Vascular endothelial growth factor; 25 -

hydroxyvitamin D3; Coagulation function

M L% (Acute leukemia, AL ) & —F il
M"3”%“jtif‘EF&AQH?IE@&ZWE?E}E@E?EEHM&%
G AE SO RSN | B 1 2E R T )iz R AT
JAL b L A AEREAMIE AR AHOCHE SRR, AL MR
JUIAE A B A2 400 AR N AR BE IS5 2178 S W LR
SR BUR LR WIPE T R R, F R
BERASBMARIE R . BT A 5S4 B AL &
JU it A B R I ATL A, B8N, R AR 5 A A A
HA @R, M4 M A K ¥ (vascular en-
dothelial growth factor, VEGF) J& IfilL % ¥ hi i) 32 %2
SRR -, T 4 v I A SR A AR A MBS, itk
WA K R 25 - F4EA: E D3[1,25-d
ihydroxyvitam in D3, 25- (OH) D3 ] 7] 15 5 41 ffy 53
A AT AR R AR TR AR R 3
(soluble interleukin 3, sIL-3 ) F2& 22 %4 1 21 Jifd ] f?@)‘(.
-, R 3 A0 M E oA SRR RE . AR
1117 56 F 1L 7 sIL-3 . VEGF, 25-(OH) D3 /K V-5 AL
BILBEIM T RE Y AHOC PR A il . A5 LRE
P} IfiL 7 sIL-3 . VEGF . 25-(OH) D3 7K V-7 AL ,EEJL
Hh R AR Ak B 5 B 1l B RE R e

1 FBRFAE

11—k

VEH 2019 4F 1 H & 2020 4F 12 H BT oG B
Bt 7449 AL B LAE R WS4, o 3 B Im) 39 fadt e 4%
O T4 GRS  BRZE , HoU R A < B 46 B, £
28 il , 4% (0.5~12.0) %, FALAE 12 6.84 % ; i 2
44 (28.57+0.53 ) d 5 #E 1ML DY RE 1E H 13 4l , #E 1l 1)
Al 5 5 61 ] 5 xf fR 4l B 49 i, & 25 fl , 4F ik
(0.8~11.9) % , L AE IS 7.12 % o T 41 3 AR 9% Rt
(AR (M) Fe, 22 R RG24 L (P>0.05) o

A BRUE Xﬂéﬁ?ﬁ?ﬂﬂjﬁﬁAAL 2 Wibs e 5 £F
G LN AE B — T 48 b5 5 5 B e SR BE 1 2 fE S5
W B A IS ) (TT) B >3 s 5 1 £ 5 436 1L 75 it
f 1] (activated partial thromboplastintime , APTT) %
K:>10 s; £F 4k 75 14 )5 (fibrinogen, FIB) <2 g/L, 0.5
pg/mL<D- " /& (D-dimer, D-D) /K F- I} 75<19.24
pg/mL 5 BE I B 5] 347 76 0F 5 3 LN 5 xR A 38 4

b2k g 8 S5 K A
B A A L N 4 HE 2 K G A Rk
i B RE AN AR IR I A SR AR
bﬁaﬁééc&n[sa{%ié e, T R 4
1286 38 VG [R) A0 s FEBRARTEE < 5 0 T 2 E
fr o DR AR 2 5 A I Je R MO IR L JR2 i B 1%
YL P B IE | 56 KA OGS B o7 55 S5 KA B 4 5
W RGBT R
1.2 Jrik

JT A WFRERT 22 F 17 6:00~8: 00 25 i R4
ik 4 mL, B FAE B HEER 30 min, J5 B A
T EDALF LA 2 500 t/min (B02E 42 8 cm) 53 5
0 10 min , WA I V& AR A , B T —80C Uk 5 A7 FF
Ko DEEIMIIfE : K F ACL-200 %9 4> [ 3 1l BE Y
Kl TT . APTT .D-D . FIB /KF , [ 2§ I i &3 571
&0 [ 2 E D5 S PR IR R B R A BRAY
i M B f vl B T ERE . @I sIL-3.
VEGF . 25-(OH ) D3 7K - : 5k F B R {X (%15 : SAF-
680T) DL XL A e .0 Tl 6 28 W B 3 56 43 R A
W, A W i T A Sk A BR 2 ] 3 551 4 1
H Y[ IDS Ltd 23 Al , ™A% e BRAAS 3500 65 150 B
SEEC Y (E
1.3 Geitsorik

K FH SPSS 22.0 #4473 B kb $RE A | 11 Bk
KH (x+5)Fom, R 56, Z 4 10) LR AN 5
ZOMT TR B n (%) Fon, ¢ K% . R
Spearman #H 5¢ 43 A7 1L % sIL-3 . VEGF . 25-(OH)
D3 /K- LR Bk BE I T R AH DG, >R A Logis-
tic 22K 2% [B] U5 43 #7 IfiL 75 sIL-3 . VEGF . 25-(OH ) D3
K5 AL BB LEE M D) RECHE R 2Z10E TAE
SE 26 (ROC) 43 #7 1L 35 sIL-3 . VEGF . 25-(OH)
D3 K5 AL & B & T, DL P<
0.05 W ZEFA G FE XL,

2 #R

2.1 PHZIM Y sIL-3 . VEGF .25-(OH) D3 7K - [ s
S 82 4 1L 375 sIL-3 . VEGF 7K 3 &5 F %f B 4,
25-(OH)D3 KR F X BELZH (P<0.05) . WL 1,

MG HREAMIE 255 | 4 4121
AL
g
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&1 FHEME sIL-3, VEGF.25-(OH)D3 K FLLEE (x+5)
Table 1 Comparison of serum sil-3, VEGF and 25 - (OH)

D3 levels between 2 groups (x+s)

% n sIL-3(pg/mL) VEGF(pg/mL) 25-(OH)D3(ng/mL)

WIEEH 74 349.85+102.31  230.74%85.23 23.40+9.18
XHRZH 74 192.54+56.73  118.52+40.14 31.74+9.52
i 11.568 10.247 5.425
P{H <0.001 <0.001 <0.001

2.2 I} sIL-3,VEGF,25-(OH)D3 /K - 5 &
F I 1) 56 2

ROC £k 7, i3 sIL-3 . VEGF . 25-(OH)D3
K52 PEAIMRAE & (P<0.05), W2 E 1,
2.3 A[FEEEMLIRE B ILIEL TR T 25 8 K
I

W% 2 A [m] B8k 1 ) e AR L 7L R I =l L 2 4

%2 MiFsIL-3,VEGF.25-(OH)D3 kK F 524 8 mE#HIX &
Table 2 Relationship between serum sil-3, VEGF, 25 -(OH) D3 levels and acute leukemia

bR AUC 95%CI AL b fiE U (%) FEREE(%) PfE
sIL-3 0.805 0.731~0.865 8.641 >274.54 pg/mL 68.92 81.08 <0.001
VEGF 0.808 0.736~0.868 8.647 >180.42 pg/mL 64.86 87.84 <0.001
25-(OH)D3 0.786 0.712~0.849 7.774 <25.07 ng/mL 66.22 79.73 <0.001
Wt 0.890 0.840~0.939 15.445 77.03 83.78 <0.001

—25-(OH)D3
—sIL-3
— VEGF

0 20 40 60 80 100
100-5 £ (% )

B 1 ROC HiZE
Figure 1 ROC curve

Jif ggg £ far T BE R K| ILTE sIL-3 . VEGF ., 25-
(OH) D3 /K V-7 Ifil LA, 2 A1 Geit 2 & L (P<
0.05), W33,
2.4 |fiL¥F sIL-3,VEGF .25-(OH) D3 /K- | B4k ¥
H55 8 Il D) RE Y AH G

Spearman AH G437, AL BB LEE I T BE S+ H
55 3L U A 2R e P RE R R
iH sIL-3 . VEGF /K V- 2 1E M % 56 R (P<0.05) , 5
25-(OH)D3 /K2 AR (P<0.05), K4,
2.5 ZIuBARIESHT TSR SEN I RER R

Logistic 22 K % [0 9 5387 , 5 FL 1R M 0 il L 2 21
i g gy S g AN R A A P R AR 1
sIL-3 . VEGF . 25-(OH) D3 /K3FA15 5 AL & JLEE I
IRE B A (P0.05), W5,

3 itig

SIL-3 AT e i7F A% 4 g L 21 4B | P 4 i 4
ZRP AN L NI, ARBFIT L5 R B R, LT sIL-3
TR AT RERG I AL & AR RUR: . AL L i
20 M S R G A, AT A T A0 R 1A Ak AN i
A 5 R A, JETT R SIL-3 K- Fh i, 3 A i s
N 35, M AE AL G BRE AR o & 4 o SR P 1

x3 WRAAREEEMINGEERILEL TR ME sIL-3,
VEGF.25-(OH)D3 7K FE L8 [n(%), (xs) ]
Table 3 Comparison of baseline data, serum sil-3, VEGF
and 25 - (OH) D3 levels in children with different

coagulation functions in the observation group [n(%), (x+s) ]

BEMIREST R B IIRETE R

bR (n=61) (net3) TP
el

5 39(63.93) 7(53.85)

& 22(36.07) 6(46.15) 01340714
A (%)

<1 6(9.84) 2(15.38)

1~10 48(78.69) 10(76.92)  0.472 0.637
>10 7(11.48) 1(7.69)

H AR5 (x10°/1)

<10 26(42.62) 6(46.15)

10~100 21(34.43) 5(38.46)  0.400 0.689
>100 14(22.95) 2(15.38)

TR (x10771)

<20 13(21.31) 3(23.08)

20~100 31(50.82) 5(38.46)  0.400 0.689
>100 17(27.87) 5(38.46)

11 L5 43 T8 L

A (UL)

<300 6(9.84) 7(53.85)

300~1 000 35(57.38) 4(30.77)  2.567 0.010
>1 000 20(32.79) 2(15.38)
ZH LR B pep

N 40(65.57) 4(30.77)

— i 21(34.43) 9(69.23) 5385 0.020
JFYinE

EH 13(21.31) 9(69.23)

SEE 48(78.69) 4(30.77) 9:5970.002
el

(SR 9(14.75) 4(30.77)

e 18(29.51) 1(7.69)  0.122 0.903
mfE 34(55.74) 8(61.54)

sIL-3(pg/mL) 369.84+84.26 256.05+74.26 4.506 <0.001
VEGF (pg/mL) 247.63+74.26  151.49+62.19 4.348 <0.001
25-(OH)D3(ng/mL)  22.11+5.21 29.44+9.27 3.948 <0.001




STWIERIFd 20214E11 0 45134 45118 T Mol Diagn Ther, November 2021, Vol. 13 No. 11 - 1825 -

F4 MiFsIL-3,VEGF.25-(OH)D3 /K  EL&HF R 5
5% N Ty BE B 4B K 1
Table 4 Correlation between serum sil-3, VEGF,
25-(OH)D3 levels, baseline data and coagulation function

ﬂj’%ﬁ%@ 2%%3? H;?JEEE sIL-3 VEGF 25-(OH)D3

it

HEIM T HE
r1i 0471 0394 0412 0398 0427  —0.374
P{E <0.001 <0.001 <0.001 <0.001 <0.001  <0.001

x5 ZRZFHOEFHMFRIFSRMNINERNX R
Table 5 Relationship between serum indexes and

coagulation function by multiple stepwise regression analysis

n e R ERE (R R
MR AR T im0 PH

B 1ML BE o 8.245 1.027 - 7.461 <0.001
sIL-3 0.537 0.031  0.624  6.145 <0.001

VEGF 0.612 0.043  0.698  8.137 <0.001

25-(OH)D3 -0.574 0.028  —0.614  7.265 <0.001

FH o AN ELHA R V8 I3 SIL-3 7K 7] BE 2 PR A% AL
KRAERWEEFBEZ —. 54b, 4 Spearman A&
PEAY BT IR KB, I3 sIL-3 K75 AL 2 JLEE L 2h
B S A TE AR AR OGP X T B I PR 13 sIL-3 7K
ST v AT RE AR E L 20 R i Ak R T, B
LY DR R R A R B AR s
fhir, AR SR IR O B I R G, ST Kk
eI T BE SR, N BRI U
R, R RS I I sIL-3 K S — & R EE Al Ky
VPAR AL F8OLHS il A0 1) B BEA 205 B i 35 bR ik o
VEGF i i1t 255 VEGF 244, i] K &t 34 5 1l 45 74 B2
2, A i AT R, A I 2R 5 v A i
fa o B IH SR @ o mEPE S A R B i
VEGF 7/K-F-7E AL (5 h 5 5 | R IR, 38
AW AL, Z3 BT HLEI7E T VEGF AMUGE i 1 43
A 7 20 L YR R A 22 4y SR PR R
155 4L 200 Jf 13 % BRI, O K E LS A0 i 1 G B
%, by M e I 200 R AL T AR ot G RO AR A
FH 55 43 0 T3 2K o 14 B 005 PN R A, 5 i 58
P DR N R 1S (11 KA o R R il s = (1
20 it 58 5, AR T LA DT B TS A i 2
PERGSE , DT Ay 075 20 i Rk 3 il R
AL TR E IR, i — 4 Logistic 2 K 2 [ 43
BT, % VEGF 7KF- 5% 75 & AL B LEE I Tfe
S A ST fE B & . X Al BBt F UL VEGF
K558 T v 55 b I AR k1 9 00 A PN B 4
L, A RS T A B T R ) 4 2 TR 2T e 2R AV Tl

PG Y, W 0LAE PREE , H A BB A AN TR EE i
DR 1~ TR T, T3 A0 7 40 Ko 8 T D P 8T, AR
PUEEIm R Ge0 e, JE M | & 5 T RE 54

25-(OH)D3 &4k 4= % D s ML R, fiefie ok
b1 1 O ol 1 A o S W O = = G
WA GBS R B — il AR
FE A I AT AT, AL LI 25-(OH) D3 /K F-id
FETR R, R M AR A5 LT AR — 2, ML AT R
A AL £ L 25-(OH)D3 7KF- T [, Al s 4E 4= 25 D
ZAREE [ Rk T A 22 24 R0 AL B R4 A A
JE TG 1,2 5 PI3K A5 Sl B8 A 3, 4R HE R 43
A i HS AR 192 TR il 1) 2% 38 55 0 0 L AR E 1 e
6T-CEM 4t A=, NiiZ 5 AL Wk A KB, %
JE k= 25- (OH) D3 1] fg /& AL KN &R Z —.
HAN AR BRI 25-(OH) D3 7K T [
AIRENE N AL JBOLEE ML DI BE S % L 4% il hE S
AL (LI 25- (OH)D3 R I n] S 25 1 1fi s 40 i
T B LA RE AR A IR, T LA PN B A,
T 22 A AR R, 3 Il AR AE R, 5 | i
FEE—E KRR

g bl Al I3 sIL-3 . VEGF, 25- (OH) D3 7K
P AL L 55 55 A O AL AL &E i
Uitig 5 M E 2 F B . (B sIL-3. VEGF, 25-
(OH) D3 /K F-ARfL 7212 W7 AL 43 B4 KW s b 19
N HEAT A FRifF ot — R &K .

S % 30k
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i Ghrelin . GAS . CCK 5TRMHICA ARG A B 5
ek e &

X HER> FREE ZA

[ ZE] B& OWIHS AR E YU Z (Ghrelin) 5 W2 (GAS) JHEEI4 E (CCK) KT 5
EIICA ARG B Re B 62, Ak I 2019 4F 1 A % 2020 4F 12 J ABEULIA 1Y 66 6 INSE A B
H LT ORI AR YT ARSEAR S B WD REWK 2 16 UK Ay T REWR & LAWK I AL, LA AR
55— KM% Ghrelin .GAS Fl CCK 7K F-LA B F- AR Jy =X A2t (] AR v i i i AR5 T 4R RS it ], 9%
FHZ & Logistic FIH/MHIAR G B ATIRERZ g 2 . R DIREARKE 41117 Ghrelin . GAS /K-
BILFHIReE 41, CCK /K- T IR S 41, 22 R ¥ Ge i 2478 L (P<0.05) o DUREARMK S AL L & 1
JE BRI BMLSCAGFRE 25 A8 H (250 KU R BE IR 5 D BB &2 4 b 4 25 S e G 124 7 (P>
0.05) AFIE  FAR T2 FARFFLEIF ] R A H il AR SE IR T RS Shis )5 D BE R 2 40t 4 25 o et
RN (P<0.05), ZHE Logistic [HIHAAT 2 0 EE ARG B I RERZ B H Z A AR FAR
FRERET ) A L ARE UG R RIS S L7 Ghrelin ,GAS 1 CCK /KK (P<0.05), 518 IR
J& 55— KL Ghrelin ,GAS Fl CCK /KP4 B F IR ZS 4 38 SR AR5 B P RE IR o

[kgiR] HZa; RIERAAR; BipshaeksE ; HYURE; BibE; INEKmEE

Relationship between serum ghrelin, GAS, CCK and the recovery of gastrointestinal
function in patients after cholecystolithotomy

LIU Xiongyou*, GUO Zhongtao, LI Yangyang

(Department of Hepatobiliary Surgery , Puyang People’s Hospital, Puyang, Henan, China, 457000)

[ABSTRACT] Objective To analyze the correlation between serum ghrelin, gastrin (GAS) and cho-
lecystokinin (CCK) levels in patients with gallstone and recovery of gastrointestinal function after cholecystoli-
thotomy after gallbladder preservation. Methods A total of 66 patients with gallstones admitted to our hospi-
tal from January 2019 to December 2020 were selected for gallstone preservation and stone removal. According
to the recovery of gastrointestinal function after surgery, the patients were divided into the recovered group and
the non-recovered group. The levels of serum Ghrelin, GAS, and CCK on the first day after surgery were com-
pared between the two groups, as well as the operation method, duration, intraoperative blood loss, and time
to get out of bed after surgery. Multivariate Logistic regression was used to analyze the effect of postoperative
gastrointestinal function recovery. Results The levels of serum Ghrelin and GAS in the function-unrecovered
group were lower than those in the function-recovered group, and the CCK level was higher than that in the
function-recovered group, and the differences were statistically significant (P<0.05). There were no statistical-
ly significant differences in gender, hypertension, diabetes, BMI, education level, number of stones, stone
size, preoperative symptoms between two groups (P>0.05). There were statistically significant differences in
age, operation method, operation duration, intraoperative blood loss, and time to get out of bed after opera-

tion between two groups (P<0.05). Multivariate Logistic regression analysis showed that the factors affecting

EARA T EFA L RIR B (2017062235)
Ve B ds . fe AR R R AT AR SR, @, HE FE 457000
*BASAEE X AL, E-mail : 2002511xy@163.com
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the recovery of gastrointestinal function after surgery included age, surgical method, operation duration time,
intraoperative blood loss, postoperative time to get out of bed, serum ghrelin, GAS and CCK levels (P<0.05).
Conclusion Monitoring the serum levels of ghrelin, GAS and CCK on the 1st day after surgery can help pre-

dict the recovery of gastrointestinal function in patients with gallstones after cholecystolithotomy.

[KEY WORDS] Gallstone; Cholecystolithotomy with gallbladder preservation; Recovery of gastroin-

testinal function; Ghrelin; Gastrin; Cholecystokinin

REEE A7 Rl PR 5 DL ST R AL 995 , 25 2 |
A WIAETELS A0, 00 BBE TOE IR, 38 FR 3 vl L
F A R D AR . RIRECA R
K S HTIG R IR YT IS 4w AR Dk R
JIEHE i SR B B 45, AR T R R B ok R
RoHPRE LR R, IS5 £ 8 {4 R
ARG B WD RE R AT 2 R b O
7. BYLUEE (Ghrelin) j& 32 i A H JIEHS P/D1 41
it % SRR & A0 7= ) — iR B 2R
YER™ . B W (gastrin, GAS) 7] il 38 5 2 Al &
IR 430, AT R e . N gn R
(cholecystokinin, CCK ) /& H1 5 Ji7 8 A5 B T 4 Jif 43
b, T L R R o i R e A0, 7 S B D g iz
SRR B AR ARG S b I
Ghrelin .GAS Fl CCK 7K F- 54 IHECA AR5 E )
REVK A A DG, LU IR GS A 8 5 (R IR A R
J5 B AT RE K AT $E A dE SR A0

1 AHSHE

1.1 — Kook

HEHL 2019 4F 1 A & 2020 4F 12 H AR BEIIA #Y
66 BI04 A B E NIFFERT S, AR UE : DA HEIH
i L, AR HT 2 B B0 R BB A8 15 (Magnetic
resonance cholangiopancreatography , MRCP ) £ 7t &
WA NRZE A, IR FR ] 3 K, £ 5 AH D2 b
HED QAR FTATIMH L B D RER A TC 5 % s Bl
IRBERLTEHE . HEBRARE : OARFTE A H 5 E . E
QBE 1M Ty fig B )™ 500 il Dy fig B i s A A i
R 25 W s A 2 m A i 259 ; @& 0 4
EPEG . 60 BIIBSS A B, 55 3741, 2 20 491,
AR (34.83£10.12) & o KB 2 B B B2 248
PZe G ottt 2R A B I R = 4

MR ARG E 7 DI RE K 5216 DUR 73 S B RE R
S FIARMWIZH . AR5 H P Re K 52 ) W b 1
HLRIE 3 A KRS KRR FIE R AN
MK, >12 h ToEIR A B P REAMRS ; K B
RN HE WG oy S A DRI

1.2 Jrik
121 FAITK

66 19 I8 25 47 5 v A 53 47 I I 55 T {5
WA ARIRYT 13 BIAT I IE PRI RIBYT o
1.2.2 I3 Ghrelin ,GAS ,CCK 7K -4l

KB FEARIGE 1 d iR E SN E bk
5 mL %K, >R FH B 50 528 W BFHAGI 1L Ghrelin
GAS .CCK /K,
1.2.3  BoRbgE

WCAE BRI R R, AL A% 51 L g i
BRI AR T 48 £ (Body mass index, BMI) | SCILFE
B EEAEE S a RN ORAEER FA T FAR
RS ] AR I RS TR T RTE st a]
1.3 Gl

I3 JH SPSS 19.0 Ge i 84 4b BRE S , 75 & 1B A&
O3 A BT TR L (R £5) 7R AT e K5 THECR R
Phn(%) 327, R H ¢ Kk R HZ M &K Logistic [7]
F 53 #1 BB ARJE E D REK S 2 2 LA P<
0.05 B ZEF AL EE L

2 R

2.1 PI4LI7E Ghrelin . GAS .CCK /K F- HL A
) RE AW S 41117 Ghrelin . GAS 7K F- ¥ F
BB AL, CCK /K- T IR S 4L, 25 S 29 A
il L (P<0.05), WK1,
%1 WAME Ghrelin,GASCCK KFELLE (x+s)
Table 1 Comparison of serum ghrelin, gas and CCK levels

between 2 groups (x+s)

2151 n  Ghrelin(pg/mL) GAS(ng/L) CCK(ng/L)

IIREMIEH 50  227.85#51.96  164.92+35.71 28.36+6.59
TIRERIKE A 16 142.69+34.77  111.35+29.28 41.52+9.83
i 6.297 5.665 6.785
PiE <0.001 <0.001 <0.001

2.2 WALIGIRGOR AL

DIREARNR S AL H & 1 5 PRI (BMIL, 3C
FOFERE S5 A BCH 85 A R/ ORETEE R 5 T ARk
S R E R IRG = L (P>0.05) , 4l TR
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77 FARFFEERT ] R A R RS RS TR
G S RE K EH R E R B G ¥%E X
(P<0.05), WF2,

x2 MARKZHILE (n(%) ]

Table2 Comparison of clinical data between 2 groups [1(%) ]

IhE REAR

K2 oy wEd WwE4l £ PIE
(n=50) (n=16)
R (%) <40 38(76.00) 9(56.25) 6.059 0.014

=40 12(24.00) 7(43.75)

P51 % 28(56.00) 9(56.25) 0.047 0.829
L 22(44.00) 7(43.75)

T IR 7 11(22.00) 2(12.50) 0.099 0.753
P 39(78.00) 14(87.50)

Wl PRI H 7(14.00)  2(12.50) 0.390 0.532
g 43(86.00) 14(87.50)

BMI(kg/m*) <24 37(74.00) 8(50.00) 0.108 0.742
=24 13(26.00)  8(50.00)

AR Wit 12(24.00) 3(18.75) 0.077  0.962
LR 15(30.00) 3(18.75)
AR L E 23(46.00) 10(62.50)

et 45| <3 40(80.00) 9(56.25) 0.649 0.421
™) >3 10(20.00)  7(43.75)
ZE KN <15 32(64.00) 10(62.50) 0.255 0.614
(mm) =15 18(36.00)  6(37.50)
ENIIENRIN H 29(58.00) 8(50.00) 0.245 0.621

7o 21(42.00) 8(50.00)
FARI K WIS 47(94.00) 6(37.50) 11.026 0.001
T HE 3(6.00) 10(62.50)

F ARG <1 35(70.00) 5(31.25) 4.931 0.026
IFa] (h) =1 15(30.00) 11(68.75)
Ao <30 34(68.00) 5(31.25) 5.334 0.021
Ifi. & (mL) =30 16(32.00) 11(68.75)

RIG T T IR <1 37(74.00) 4(25.00) 7.296 0.007
1% B (d) =1 13(26.00) 12(75.00)

2.3 EMEFHEAS BRI E £ K E Logistic
EYER

Z [N Logistic [71 07047 B, 4E 88 TR I7
L FARFEER ] R & R JE TR R R
BhIEE] | I3 Ghrelin . GAS F1 CCK 7K - 2 5 i
HAJE B A URek 2 R &R (P<0.05) , L3k 3,

3 itig

B Wi 5 8l 52 KR B A AR A5 r 1 B 1)
T H UL 4 By IR, A Hp o I 45 Sl A A S 2 21
(R 22 P55 BB E B W IE K R 5 52 Sk
IR A JBpf 28 P A , i 22 R TF AR SRR T il
MARGER 7 &L B HIIRE AL, RN A W FE
I AN TE I K 45, A R T AR 0 A R Pk
B REBE RO ARG S TR S L,
LR BBCE o M T TR it , o) ke 3 TS Al B

Ghrelin 76 N RZH LR B )32 047, EA TR oy
FLEM A 2E DI RE , AL A BETE Bh An i b
2T EEMEH ., HF5CHEH, Ghrelin GEASIE 1 2k E
280 1 22 JIR = A 3, 24k i R 22 KRR R £, 2%
77 B UL e o B Heas e, S —Jy i, i
5 X Ghrelin 1T LS5 HAZARZE & 0= —
AL R B E BB E R BRI S
7 E W sh 1o 1 B A AR BUMLTE Ghrelin 7K
FH TR . GAS EZH H S A+ 15 G 41
W5, R B W AR BB Ay ki
B,k HEA ", GAS S 3k R 5 SHE R AT
T, PR A S AB A i T n] T8 A RCHE 1  J E A
M. BFFE R, 75 GAS 28552 2138 BRI 32
A RGE S AR IR AR b R4
A1 B SN R A8 B 2 AT T, H GAS 7K F
W R, CCKER—FIIRISIME  HAA) 24
Pz SLRR I & R SR TR L
Wi LA S s+ A8 i s 6 T B v M A
i sh B RV ™Y . F B S R, )
FAd B A AT, DI RE TR AS R X BB IS
T 5 B A B CCR UK 1 o AR IRIF5E
25 BRI Ghrelin . GAS 1 CCK /K- 5 H 4%
BHERIECA ARG B IR E A . FEIRIKRTE
B TRE AR A T AR Dy X TR IR

x3 wMEBEEAREBHINEMRE M S EZE Logistic B4 47

Table 3 multivariate logistic regression analysis of postoperative gastrointestinal function recovery

FAISES BIE SE{H Wald y*{H. OR{H 95%CI PE
AEI =40 % 0.992 0.417 5.659 2.697 1.191~6.106 0.018
FARIT L RITIE 1.008 0.369 7.462 2.740 1.329~5.648 0.007
FARFFLEN [E]=1 h 0.917 0.424 4.677 2.502 1.090~5.743 0.031
A I =30 mL 0.956 0.431 4.920 2.601 1.118~6.054 0.027
RJG TG T RS ghit =1 d 1.013 0.398 6.478 2.754 1.262~6.008 0.011
Ghrelin -1.114 0.325 11.749 0.328 0.174~0.621 0.001
GAS -0.981 0.313 0.823 0.375 0.203~0.692 0.002
CCK 1.068 0.296 13.018 2.910 1.629~5.197 <0.001
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A A] AR H LA RS T UR R PRIE st ] S5 g
PR 2 A e L. 23 Logistic [1]
= TS TN BN B N s W 5 NS 4 iR 5T N
o I RS TR RN Shi R S AR 5 B
DIRe R R 2 . HABAH W 2R AR
R SN =1 I N S TN 11 N2 i N7 ) g L
J ARG B IR g R i
FARITE, B EBEH A FFE FARAR P B E A
MG T 2 B0 5K, I 2 A 1 s
FAREEZ , ARRGEHRIL BN, 135 Ghrelin . GAS
F1 CCK 7K -2 5% il f8 5 R 5 H I D gk &2 1) [
2, 4R W 2 1L Ghrelin ,GAS Fl1 CCK 7KF- 1]
VI AR 5 B I iE DI REMK = 15 B

AHIFSE B Jmy BRAYETE THAEAS S A/ ORIEAR T,
SrAE v REAE O V-l LB = AR Ze P, FLIMYE Ghre-
lin ,GAS Fll CCK Kl 25 J ] figid 22 B H B R E 1Y
S, SO S EE IR T 97 KA 12 ) B8 ™ 4 Y
et UFSE

2% I TR, I3 Ghrelin . GAS Fil CCK /K5
NRZE A B PR IRECA R 5 B M D RE Ik &2 2 A Gk
%, B MY se ik 2 AR B35 L7 Ghrelin ,GAS 7K
AR, CCK K488, AR5 28— RIS A #1113
f AR B D RER = R O

5% Hk
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Plasma anti - glycemic antibody detection in IgA nephropathy and its correlation with
clinicopathological indicators

YANG Gang', LIU Jing **

(1. Department of Nephrology, Wuhan Red Cross Hospital, Wuhan, Hubei, China, 430000; 2. Department
of Nephrology, Union Hospital, Tongji Medical College, Huazhong University of Science and Technology ,
Wuhan, Hubei, China, 430000)

[ABSTRACT] Objective To explore the correlation between plasma anti-glycemic antibody and the
pathological grade of IgA nephropathy and its application value in the early diagnosis of IgA nephropathy.
Methods 80 patients with IgA nephropathy admitted to this hospital from March 2018 to April 2020 were
enrolled tothe IgA group. 80 patients who had a health checkup in our hospital during the same period were
selected as the control group. The clinical data, renal function and plasma anti- glycemic antibody indicators
were compared between the two groups. According to the clinical pathological Lee classification of IgA
patients, the IgA group were divided into four subgroups: 1, Il , T, IV). The differences in renal function
indicators, blood pressure, pathological types and other data among IgA patients of different pathological
classifications are compared. Pearson linear equation was used to analyze the correlation between plasma anti-
glycemic antibody and the pathological grade of IgA nephropathy. The receiver operating characteristic curve
(ROC) was drawn to analyze the application value of plasma anti-glycemic antibody in the early diagnosis of
IgA nephropathy. Results Pearson’s correlation analysis showed that the plasma anti-glucose antibody IgG

type anti-glucose antibody is positively correlated with the pathological grade of IgA nephropathy, uric acid
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level, and Oxford classification of IgA nephropathy (P>0.4). IgAl type anti - glycemic antibody has no

correlation with pathological grade of IgA nephropathy, uric acid level, Oxford classification of IgA nephropathy

(P<0.4). The plasma anti- glycemic antibody predicts the AUC of IgA nephropathy is 0.785, the sensitivity is

90.00%, and the specificity is 65.00%. Conclusion The levels of IgG and IgA1 anti-glycemic antibodies in IgA

nephropathy are higher than those in healthy people. It is speculated that anti-glycemic antibodies are involved in

the occurrence and development of IgA nephropathy, and IgG anti-glycemic antibodies are better than IgA1 anti-

glycemic antibodies and can be used as a diagnostic indicator for IgA nephropathy.

[KEY WORDS] Plasma anti-glycemic antibody ; IgA nephropathy ; Clinicopathological indicator
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Expression and significance of HPV/complement C3, C4 in inverted papilloma of nasal
cavity and paranasal sinuses

MA Ruxian, ZHOU Ling*

(Department of Otolaryngology , Suzhou First People’s Hospital, Suzhou, Anhui, China, 234000)

[ABSTRACT] Objective To explore the expression and significance of HPV/complement C3, C4 in
inverted papilloma of the nasal cavity and paranasal sinuses. Methods Thirty - two patients with inverted
papilloma of the nasal cavity and paranasal sinuses who were admitted to the First People’s Hospital of Suzhou
City, Anhui Province from March 2017 to September 2020 were selected as the control group. 73 patients
without inverted papilloma of the nasal cavity and paranasal sinuses who were admitted at the same time were
selected as the observed group. Tthe expression of complement C3 andC4 levels and the positive expression of
HPV levels in the two groups were analyzed. The ROC curve was used to analyze the predictive value of
C3andC4 to the disease. Results The levels of complement C3 and C4 in the observation group with inverted
papilloma of the nasal cavity and paranasal sinuses were significantly higher than those in the control group
without inverted papilloma of the nasal cavity and paranasal sinuses, and the difference was statistically
significant (P<0.05). The positive expression rates of HPV in the observation group and control group were
91.78% and 21.88% , respectively, and the difference was statistically significant (P<0.05). ROC analysis
results showed that the area under the ROC curve AUC of complement C3, C4 and the two combined indicators
were 0.701, 0.739, 0.919 (P<0.05) , respectively. The value of the two combined indicators is significantly
higher, the sensitivity is 91.8%, 75.3%, 87.7%, the specificity is 50.0%, 75.0%, 87.5%, and the cut-off value
is 0.760, 0.235, 0.708(P<0.05). Conclusion HPV may be related to the occurrence and development of nasal
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cavity and sinus inverted papilloma. Complement C3, C4 and the combination of the two can be used as

indicators to predict nasal cavity and sinus inverted papilloma.

[KEY WORDS] Nasal cavity and paranasal sinuses inverted papilloma; HPV ; Complement C3, C4
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1.1 — R

PEH 2017 4F 3 H 2 2020 4 9 H ABEIA Al i
SN BIEFLICIRI FR SR (73 1)), S i m] 30
WA G B s 555 P B 7L Sk bRRE A A Xt R (32
). P BH — R 2R LG22 E X (P>
0.05) AMIFAEREEEAACHZE B2, WAk 1,

Rl —REBEE oxs)

Table 1 Complement of Table 1 General information (x+s)

P

2H 5 n A (%) 53/72

pUE St 73 57.14%7.23 38/35

X 2L 32 57.18+7.25 17/15

/{8 0.026 0.010

P 0.979 0.919

1.2 ZWirifE

Z BRCEL SRR o 52 B 50 o sk 550 A0 B
2EVRLRE QPG AR , FREe Pk G 58 ; QMR 1k
1] FRAR AT 5 @36 i | Sk FBEIF | o R R PR

G2V ER 7N

GAABRUE A7 5 S i S 5 P B 2L S IR Y
BRI s AR 20~64 % BARTE I & E W B
HEBR BRI ™ 5 ) SR 0 5 AR O 5 (]
Ao £ A HE At B s AR R M I8 2 s H 3 Pk RN
PR B
1.3 Jiik

OfHEERAET AT EHEES SEAE
it LA BCH DK Il A0 200 2 HE 25 i 10 /N JS IR H
HiRo @FMAE C3.CA ARG - A 5 Lk ik
R o SR 3 mL B ER KNI R ML, 25
O ECAI A I LY, T VK AR PR A R AL B0 o It 375 4B
& C3.C4, i H4= A s A AL s A A QL AR BHE A BR
3w, S  BK-600) KR e FL BRI . TR
FBI{H : M4 C3 9 (0.85~2.00) g/L; C4 9 (0.12~0.40)
g/L. OHPV A« B i £ 5% 20 20 RN Jay 3 K 7 1l
VEREARBEA TN , BRAS B B2 4% F I CRUAS < TR
7 20 mL PG4 K IE 25 A RLA BR A | i =
H53031618) [ 5 A1 85 (FLA% : 500 mL 7442 K 1F 25 1]
R PR A [ 5 E S H49815831) £ 4 uom /&
HESY R o R R 214k 2% Envision — A ik G
. 1L IgG(Normal Goat 1gG)f B —HifE BTk
X R, PO BRI AE 1:100 Fi ke, I DAB(Jt 5t
LTHEYTREARAR) B AT 6 B A,
WL ) 7 A6 DU A2 mACsE T s, B4 i
TR BURL ; FH M40 N T 9 53 2 — (=) 5 BHAH: 240
BRTWMrZ—(+), BYR = f[/LRERFEN
FPEFL SRR R AR BE M B S R 2 B £} 100%
1.4 Git#rik

{8 F 4K 1 45 3 SPSS 22.0 4b BB . £5 4 1F
DAL I 25 Rt H (x+s) Fon A7
SEREAS ¢ K56 5 AR ECROR  n (%) R0R L 4T
K g . SR AT ROC 2643 B C3 . C4 %k H 70l
{8 P<0.05 A ZERA G L.

2 #R
2.1 P4LAMA C3.C4 K- s

WL ZH 2 s 5 5 P B M LSk DR R A I A
C3  CA 7K HERZH BATC B s B85 P B EL SI R e £
FUHR W, ZREG AR L (P<0.05), k2,
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®2 FHEMEC3.CAKFEE (v+s)
Table 2 The expression of two groups of complement C3
and C4 (x£s)

215 n C3(g/L) C4(g/L)
WA N 73 1.03+0.24 0.28+0.05
X RE 2 32 0.85+0.22 0.17+0.06

t{H - 3.626 9.751

P{H - <0.001 <0.001

2.2 WiZl HPV [HEHR ik
WAL ZH HPV 52 FH P e ik iR A s X R4 B (g o
2, ERAFEIFE X (P<0.05), WLE3,

*3 WHEHPVEMERE [n(%)]

Table 3 Positive expression of HPV levels in the two groups

[n(%)]
HPY i‘éﬁ AR YL 322
AW e I (+) e
WA 73 6(8.22) 67(91.78) 67(91.78)
XHHRAL 32 25(78.12) 7(21.88) 7(21.88)
AL - - - 52.215
P{A - - - <0.001

2.3 FMA C3.Ca LW E BT

ROC -t 45 7, #MA C3 . Ca S P I HK 75
FaFRAEY ROC #hE T 1L AUC 43514 0.701 ,0.739
0.919(P<0.05) . HiBL AT A5, PHTER A 48 b o 1 B
W, HAURE 400l 91.8% . 75.3% \87.7% , F
SEEES 91N 50.0% . 75.0% . 87.5% , cut-off {E 435l Ky
0.760.0.235.0.708(P<0.05) , W4 £ 5. K 1,

R4 FMEC3.CAIBEIMNMES 1T ROC B L TETR AUC 5347
Table 4 Complement C3, C4 diagnostic value analysis
ROC area under the curve AUC analysis

ez e 4 AR e FrifE 95%CI PfE
At BRSO FIRM R 0.001

C3(g/L) 0701 0055  0.601  0.808  <0.001

C4lg/L) 0739 0058 0632 0852  <0.001

A 0.919  0.031 0.679 0.980 P

x5 FMEC3.CAILHIBES 1T
Table 5 Efficacy analysis of C3 and C4 in diagnosing stroke

outcome
Kigazh s cutoff (H VB8R0 BURE  FERE
C3(g/L) 0.760 0.418 0.918  0.500
C4(g/L) 0.235 0.003 0.753  0.750
1A Fom 0.708 0.002 0.877  0.875

3 it

Ao Il 5 5% P9 B R 7L K R JRE R — Ff DNA R R,
I B S A LA v AR A R B R T RS

1.0

Ny £ i
0.8 — —thAC3
{ —HhhCa
0.6 gl
B 04
0.2 /

0 02 04 06 08 10
14550

Bl #M&C3.C4 REXGHEIRAY ROC B £k
Figure I ROC curve of C3, C4 and combined indicators

HPV | RJE R 74 &5 iR A T g & &k
BALRE I e 5 ™ 5 T . i 5 N R LStk
TR F I A A e e MR FEEE N T H R & B
o EH AT, IR T I 1Y 5 7k 2 S s 3Lk R
WBEA AR S S 2 LR EFARWEREPR
BAE)— U R T, AR R AR, Wk S s N
IR KR DRI, S B 5 N R 3L S TR R
(1) I 12 W A 1 T ) S

AR SEAF T MR AL AL 2O e g ) — B
HEMBTL" o YAME R G 5 45 415 LA
JEIE LA AE T i rh e, D EAT RO I TR e s
TEEY W AMA €3 C4 SR B N R LAY RMA 41
A3 HE R AR RAERE TR Y 27 A 5 2 i A MA
C3.C4; H w4l g 72 A e 7= A8, HoAMA C3 |
CA RTINS FEARDIFE A, 55 555 4 B
PEFL I PIE HBF AMA C3 . Ca 7K T e s &
5 PN BEE L SRR R, LRI T R S A C3 . C4
KA PG AT M, 2 90E S & AR, I 5 B
2 i [ S 7 A MR C3 . C4 R BT 40 B 4 A, T 24 7k
A=W LA B AN R i 22 HLJGAN BT B A 9 G A
C3 . CA JUIE 1 BN 277 26 AR o s 5 55 9 R 3L
SRR FRCE BT AN TR AR T N R RE P4 4 4
HE—RIVEE . AT, HO ki
R 08 +MA K -, 485 5 R ULEE 2 B s 8 52 DN B
LSk R H 3 AMA €3, Ca K 5 4 G B
s S 5 N R P L TR AR I B T R MR C3
C4 DU J — F A U ROC i 28 F i AL AUC 43
4 0.701,0.739 ,0.919; #MA C3 . C4 1) —EH B A
IO A 50U BE 9 ) 91.8% . 75.3% . 87.7% ; i 5+
FE 43 51 2 50.0% | 75.0% . 87.5% ; IIfi 518 23 %1 K
0.760. 0.235.0.708, ¥4 B A4 R 4f 19 HURE FF 5=
Mo PRARAMA C3 . Ca LUK — 8 A 2 ] T AG: )
S 5. 5% N B FL IR HUHE SR AL B Fe e 3
AR BRI AMA C4 AMA C3, 3% 57 SC A
FEHGE AR —BL
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HPV 22— R ICRE R Rz , n] il 2, 1
A2, ANFEUKI I AR AR R B RS R B |
] O S e ML N L 7 BT R < R ) T
8, b2\ AR AR S HPV' Y i 75
AR, T ELIR SR o, 29 AR e
AR i, DN A B e ATHE R SRR R BR 5
EAEGE T T RS, THIR B iz 22 R I i
T TR R SR AEON . H AT IR R T X
EELIOIERAR g 15 %, e BA 5 52k 1%
AU AE PR HPV SRS L B DU
B, TEARBITESA R RN 1% HPV FHPERIRES R IR
HPV Al BEL bfl b 52 N BIME FLS WOR K A A

L5 LRTIR  HPV Al RES 5 T s i 5 52 N L
SOMRIRE B R AR 5 AMA C4 M C3 K BRG]
PR B B 52 N RIPE LS RO B2 W A, (A5 I
PRELHT o ARAIESE R T oA L/ VAR ST, 38 K
FEARZ AT IE Uk [l BE DT LS ] A7 FR
WS A it — T R L A S AL 5

5% Hk
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2 i il PP13 . HUR PR $ 4 B2 B-hCG K -5 PE
T &

R AR KL HLE B REE

[ =] B#Y FRZEmisEA5E M 13 (PP13) | I Ik I 55 = il I B IR 2 /2 (FT3) | I3 I
5 DU AR R R 2 R (FT4) AR IR IR 3 (TSH) 48 HUIR IR AH SC 48 b & B- NG BAE M IR K (B-hCG) 5
FE PR (PE) X R, FiE  HIAC ST EAAHIEE B 2019 4F 1 7 % 2020 45 1 WU 19 50 4
PE Z# 1A VE W 52 41, 5 B[R] B 39 50 1] 1E % 22 1046 S X IR A o BB I 41T 58 % 42 Il 3 PP13 \FT3 .
FT4 . TSH K B-hCG #§ 5 3 35 7K 22 5 K ifl Fe 55 b 38 18 A 09 A1 S& ¥ 20 B, 20 B L 3 35 b X 5% 7
S TR B WU R BE . SR WFST4142 40 PP13 . TSH J B-hCG ¥ & T % B 2H , FT3 . FT4 4 ¥4
FXHRA, 27 WA S %8 X (P<0.05) . #JE PE A PP13 . TSH & B-hCG ¥/ T4 PE 3,
FT3 .FT4 55k T42 ¥ PE 835, 2 S ¥ A Gt 2# & L (P<0.05) . PE 210117 PP13 . TSH . B-hCG 5
45 TR BT 9K R 2 IFAH G (P<0.05) o ROC [T 6 & 7R IfiL 3 PP13 . TSH. B-hCG [tk T i 2 (AUC) 43 5l 4
0.879.0.869 .0.857 , HUEANE 23 51 K 62.50% . 100.00% . 81.25% , 45 54 K 100.00% . 62.90% . 78.57% ., 45t
1 J¥ PE 22 1A IL{E PP13 \TSH K& B-hCG 33k 7K - B 95 o5 Il 8 1 T 5 , v PP13 X 5 & PE & 9 3 )
BRE R o

(R8I ]  ZA0myg e aE H 135 HURIRARSE IR B- AR BARTEIR IR ; I T ATy

Relationship between serum PP13, thyroid indicators and 3 -hCG levels and the occur-
rence of severe PE in pregnant women

REN Guoli*, DENG Chunxia, ZHANG Fan, GAO Liya, SUN Hongbo, ZHAO Guijun

(Department of Obstetrics and Gynecology , Beijing Chuiyangliu Hospital , Beijing, China, 100022)

[ABSTRACT] Objective To study the relationship between levels of serum placental protein 13
(PP13) , thyroid - related indicators of serum free triiodothyronine (FT3) , serum free thyroxine (FT4) and
thyroid stimulating hormone (TSH) and -human chorionic gonadotropin (B-hCG) and severe preeclampsia
(PE) in pregnant women. Methods 50 pregnant women with PE admitted to Beijing Chuiyangliu Hospital
from January 2019 to January 2020 were selected as the study group, and 50 normal pregnant women during the
same period were selected as the control group. The differences in the expression levels of serum PP13, FT3,
FT4, TSH and B-hCG and the correlation between blood pressure and the above indicators were compared
between the two groups of subjects, and the predictive efficacy of the above indicators on severe preeclampsia
was analyzed. Results The levels of PP13, TSH and -hCG of pregnant women in the study group were
higher than those in the control group. The levels of FT3 and FT4 were lower than those in the control group (P<
0.05). PP13, TSH and B-HCG in pregnant women with severe PE were higher than those in patients with mild
PE, and FT3 and FT4 were lower than those with mild PE (P<0.05). The levels of serum PP13, TSH and B-
HCG of pregnant women with PE were positively correlated with systolic blood pressure and diastolic blood

pressure (P<0.05). The ROC curve analysis showed that the areas under the curves (AUC) of serum PP13,

AR B A AR RR A (D171100002817036)
A 1 b W R E B2 4a S A, 6T 100022
*BAEVEH AF BT, E-mail : chikan935395@163.com
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TSH and 3-HCG were 0.879, 0.869 and 0.857 respectively, and the sensitivities were 62.50% , 100.00% and
81.25% , and the specificities were 100.00% , 62.90% and 78.57% . Conclusion The expression levels of

serum PP13, TSH and -hCG in pregnant women with severe PE increased with the aggravation of the

disease. PP13 has the highest predictive effect on the onset of severe PE.

[KEY WORDS] Maternal serum placental protein 13; Thyroid-related indicators; B-human chorionic

gonadotropin; Severe preeclampsia

TR AR IREY 20 J8 5 B0 G B 5 1l MR 25
fE, 2200 1 BhE S Bk, A OF & I S Thig
Uy O 1 U A PN i B i A R B S
NGO, U G L S A A R R R0
1ML 3% I &% % 13 (Serum placental protein 13,
PP13) J& FH I B Ak 1) 87 PN B AR b B2 5 153 i
1) — R AL GRS A 1, 7RG 8 1F 5 AR K SRR T ik
AREHREREEEM . W AR5 EE W
117 1] (Preeclampsia , PE ) 22 {47 78 H IR AR T 6 S5 4
RETH O , 107 9% 25 — il /P IR ) 22 R (Free Triiodo-
thyronine , FT3) | Ifil & {i #5 DU it Y Jit )52 24 PR (free
tetraiodothyronine, FT4) | fi£ H R Bt 2 (Thyrotro-
phin, TSH) 55 HUR B AH 548 45 7T A 2805 B pL A4 i
R RE A IEN . B- NGB (L PERRIH R (Beta
human chorionic gonadotropin, B-hCG ) /2 IE # 1 %
TR F 50 F 245G SR PR W — R R L 7R
ZAGINE IR T F 85 Ja b fR L — 20 0 A K 53
B2 Fhi e ASBFGEXT PE SR 1M PP13 . HR AR
HHIFE bR S B-hCG #EATIISY, st H 5 & PE &
AR AT .

1 ARSI

1.1 —RBeR

PEWUAC B 2019 4F 1 H & 2020 4F 1 A WA Y 50
i PE 22 (A4 A 4, - Y47 % (28.87£3.59) %,
S35 20 [ (33.59+2.98) Ji . A bRifE: DFF A PE
FHOCIS bR AE™ s Q¥ TOME PRI L O W A2 111 /8%
YL 259 5 QW FE X G2 S 5K @ X A 5 34 4 I
ZEANE AT . HEBR bR - OFFAE ™ i 4 1)
REREAT ; @6 I B D Be B i o M4 0 i 1 A

KAZ W bR XTI 52 2 A T80 43 9 - F2 B PE 35
i, 5 B PE 15 fil . 28 BCIw] B 1A 50 4] 1 5 22 1A 4E
g %t BE AL O B AR R (27.8+3.66) %, - 1 2 JE]
(34.08+3.01) il . PRALBFFE X G2 — M 08Bt L e 22
SIG I FE L (P>0.05) . IR A EEBEAS T ZE
R
1.2 Wk

WA ALATE 5 X G2 3 T2 K I B8 B s ik . 5
mL, 75 % K AR AR [ 2R BE [ 10~20 min J5 fif
FH 3€ B 25 7 2 5 H B O LSS 3 2 000~3 000 r/min
B0 20 min J5 WO 2 LT 8 R ARAT 8 i
106 5 92 W% B 75 (ELISA) X Ifil ¥ FF 4% i 47 PP13 .
TSH.FT3,FT4 55 R it AH O 45 45 ) B-hCG K
. PP13 ELISA il i & . A\ FT3 \FT4 £l i
R &M | P R AEY R A R A A, B-hCG .
TSH 5 9 28 75 & W 1 27 B 78 4= ) Bl A FR
NI
1.3 ettt

K H SPSS 22.00 A #4743 A , 1 i Al R
H(x+s)FmR AT K% . R H Pearson A P4 4347
PE /&% [fiL7% PP13 . TSH ., FT3  FT4 %5 R i A ¢
fE AR S B-hCG Kk K- 5 1M R 6 &, il H 3z 1k
H TAERRE 42 (ROC) 43 #7142 40 3 I & B PE
IZLRE. LA P<0.05 NZESASi22E L.

2 #£R
2.1 AL HUIRBRAR SCFE8 5 & B-hCG Eik K LK
WFFE 4 PP13 . TSH M B-hCG 7K -1 5 T % 1R

4 ,FT3 . FT4 KT X B A |, 2% 51968 Giit2#
BN (P<0.05), WFEI1,

®1 WARKIREXIERE B-hCC RIZKFLLE (x£5)

Table 1 Comparison of expression levels of thyroid-related indicators and B-HCG between the two groups (x +s)

2H 51 n PP13(pg/mL) TSH(mU/L) FT3(pmol/L) FT4(pmol/L) B-hCG(IU/L)
WF5T 2 50 160.59+31.12 4.21+0.25 3.81+0.73 11.59+2.94 60.11x17.84
X AR 4L 50 62.22+15.52 1.91+0.20 5.11%1.10 15.601.81 37.98+14.41

14 20.002 31.363 6.963 8.213 6.824

P{H <0.001 <0.001 <0.001 <0.001 <0.001




- 1840 - A TBWISIAITRER 20214E11H #5134 5118 T Mol Diagn Ther, November 2021, Vol. 13 No. 11

2.2 AS[E)"™H R B O AR A R R A OC FE AR
B-hCG £ B Kb
i J¥ PE 2 14 PP13 . TSH & B-hCG 7k *F- 1

= T B PE M %, FT3 . FT4 K F 3k T % B
PE £ %, 2 S WA ¥ 5 L (P0.05), W
#2,

x2 AREEREBRERRBREXIERE B-hCG RIAKFLLE (xts)

Table 2 Comparison of expression levels of thyroid-related indicators and 3-HCG in patients with different severity degrees

in study group (x=s)

215 n PP13(pg/mL) TSH(mU/L) FT3(pmol/L) FT4(pmol/L) B-hCG(IU/L)
J¥ PE 35 144.59+28.84 3.52+0.65 4.26+1.11 12.2042.16 50.59+15.51
i PE 15 197.92+35.59 5.82+1.20 2.76+0.65 9.96+1.87 82.32+20.05

i 5.581 8.788 4.870 3.631 6.062

P{E <0.001 <0.001 <0.001 <0.001 <0.001

2.3 AN[E] AR AR R IR A SCHE A5 & B-hCG
FERIK-5 A I A OGP

¥ PE 2 0046 & S &7 7K R 3 = T PE
2, 2R WA G E X (P<0.05) . IiL7E PP13 .
TSH.B-hCG 5 PE 2214 Fs . &F 5K & &2 1E AH O
(P<0.05) ; FT3 .FT4 5 PE 22 {0l 46 )& L &7 5K 1K G
FHRME(P>0.05), W3 . F 4,

x3 AE~EREPEEEMELLER (vxs)
Table 3 Comparison of blood pressure in patients with PE

of different severity degrees (x+s)

205 n W4 i (mmHg ) #5K  (mmHg)
)% PE 35 165.52+10.58 105.54+8.87
% PE 15 175.56+15.11 115.51+10.59

tH 2.674 3.435

P 0.010 0.001

&4 PEBFRREEXIEIRE B-hCG RiFKFESME
kPSS di
Table 4 Analysis of correlation between expression levels of
thyroid-related indicators and B-HCG and blood pressure in
patients with PE

" Y, N

WG AT W TSI
r i PiE r{H PiE
PP13 0.589 <0.001 0.611 <0.001
TSH 0.263 0.035 0.310 0.04.1
FT3 -0.156 0.210 -0.159 0.710
FT4 -0.211 0.315 -0.168 0.054
B-hCG 0.556 <0.001 0.515 <0.001

2.4 WFFE4 I PP13.FT3.FT4.TSH & B-hCG
JKSEFN T BE PE & AR BRKfE

ROC h 4k % 7% Ifil 7% PP13 . TSH . B-hCG i £k
T AL (AUC) 43 511K 0.879.0.869 . 0.857 , ff 8 M
3 9 A 62.50% | 100.00% . 81.25% , ¥ Sk K
100.00% .62.90% .78.57% . W3 5.1,

R5 THRALRFIME PP13.FT3.FT4. TSH & B-hCG 5
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I 108 B AIS fE & I PR 7T RE, AR A FE w3 DKV B I S 5 3 i 7% Ak 434 HT 41.(76 1)) A1 G HT 41.(32
B) , LW 4L A1 JE i CTRPO \HMGB1 B CRP 7K 24 5%, 312k F Logistic [ H 43T AIS 3 & bkis 4 5
KA HT W fa ks B 2 ; IRz ] ROC #h 443 #1 40 & 1. CTRP9 . HMGB1 K CRP 7K H L% £k ) 1500 44
Ho 58 W45 I CTRPY \HMGB1 J CRP /K- L 45, 22 33944 G127 X (P<0.05) . Logistic
43 #7 7~ , HMGB1 2 CRP /K- JE i 5 & 42 HT B FERE IR % 5 CTRPO K AR & % # J5 &: 2 HT 1Y)
FEB H 2 (P<0.05) . ROC R4S 41 7 | 1% 1 CTRP9 .HMGB1 2 CRP 7K F- Tl ALS F8 75 # ik i%s
¥ J5 HT (19 ROC M2 T H A4 91 0.817.0.752.0.781 , fURNE M 89.5% . 65.8% .69.7% (P<0.05) , #51&
HMGB1 il CRP /K114 i S CTRPO /K V-1 F 4168 HT 19 & A4E A ¢, ATAE A T HT H VAR R 5

[EEA] Atz ; CTRPY; md BRI A 1; VS C b M ; #ikiFte; Binfs

The predictive effect of peripheral blood CTRP9, HMGB1 and CRP levels on hemorrhage
transformation after intravenous thrombolysis in AIS patientsEffect and safety analysis of
laser iphoplasty and YAG laser and composite trulectomy on angle-closed glaucoma

LI Hu*, HUA Jun

(Department of Neurology , Huainan Eastern Hospital Group , Huainan, Anhui, China, 202001 )

[ABSTRACT] Objective To explore the correlation between the levels of CTRP9, HMGBI1 and CRP
in peripheral blood and the hemorrhagic transformation (HT) after intravenous thrombolysis in patients with
acute ischemic stroke (AIS). Methods The clinical data of 108 AIS patients from January 2019 to December
2020 were analyzed. According to whether the patients had hemorrhage transformation after intravenous
thrombolysis, the were divided into the HT group (76 cases) and the non-HT group (32 cases). The levels of
CTRP9, HMGBI1, and CRP in peripheral blood were compared between the two groups. Logistic regression
was used to analyze the risk factors of HT after intravenous thrombolysis in AIS patients. The ROC curve was
used to analyze the predictive value of peripheral blood CTRP9, HMGBI1 and CRP levels for hemorrhage
transformation. Results The levels of peripheral blood CTRP9, HMGBI1 and CRP between the two groups
were statistically significant (P<0.05). Logistic regression analysis showed that high HMGB1 and CRP levels
are risk factors for HT after thrombolysis. Low CTRP9 level is the risk factor for HT after thrombolysis (P<
0.05). Analysis of the ROC curve results showed that serum CTRP9, HMGBI1 and CRP levels predicted the
area under the ROC curve of HT after intravenous thrombolysis in AIS patients were 0.817,0.752 and 0.781,
with the sensitivity of 89.5% , 65.8% and 69.7% (P<0.05). Conclusion The increase of HMGB1 and CRP

levels and decrease of CTRPY level can be related to the occurrence of HT, and can be used as potential

AR R A FeT R A F &R AAHHT R R A (2016QK082)
ML e d A B IR B S reAb 2 WA, S, i E 202001
*EAEVEE &2, E-mail : 198411201h@163.com
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indicators for predicting HT.

[KEY WORDS] Acute ischemic stroke; CTRP9; High-mobility family protein 1 (HMGB1) ; Serum

C-reactive protein (CRP); Venous thrombolysis; Hemorrhagic transformation
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Table 1 General data comparison between 2 groups
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HT 4 NHT 41
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W PR s 22(28.95) 8(25) 0.175 0.676

1R I 9 58(76.32) 20(62.5)  2.143 0.143
BEA: AR v sl 24.(31.58) 7(21.88)  1.036 0.309
W4 (mmHg*) 146+25 148220 0.401 0.689
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Hé%ﬁfﬁli) 2.64£0.79 2722084 0472 0.638
Hf@ﬁ;jgfﬁﬁ) 1.23+0.32 1.24+0.31  0.150 0.881
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CTRP9/ (ng/mL)  206.78+45.65 259.86+40.52 5.679 0.000
HMGB1 0.1+4.8 4.8+2.1 5.996 0.000
CRP/(mg/L) 15.38£10.02 528208  5.637 0.000
NIHSS (43) 12.03£4.01  10.46%3.15  1.972 0.051
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Table 2  Analysis of the factors affecting HT occurrence

after venous thrombolysis in AIS patients

%@ B SE Wald B fg‘; 95%CI P

CTRPO 0.082 0.027 9.576
HMGB1 -0.851 0.324 6.904
CRP -0.621 0.282 4.838
Wi -10.807 4.106 6.926

1.085 1.031~1.143 0.002
0.427  0.226~0.806 0.009
0.537 0.309~0.935 0.028
0.000 0.008

T

2.3 CTRP9,HMGBI1 } CRP 7K 1 il i Jik 5 #4
J& &A= HT A E AT

# CTRP9 ,HMGBI1 & CRP #4§ A —JT Logistic
[l A AT GE 1143 AT, A5 31 = 048 B [ 05 %) T
R, IR 4 H Z R E TAERRE (ROC) 4k .
ROC /3 Hr4h 5 7 , CTRP9 .HMGB1 } CRP /K
T AIS fE % i k% #2 HT /9 ROC il 28 F i FL
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Table 3 Value analysis of HT after intravenous thrombolysis
at CTRP9, HMGBI and CRP levels

5H  AUC %‘g 059%CI llﬁﬁﬁﬁiﬁilﬁ%#%‘ﬁigg P

CTRP9 0.817 0.047 0.724~0.909 254.2 0.895 0.719 0.614.0.000
HMGB10.752 0.045 0.663~0.841 7.065 0.658 0.906 0.5640.000
CRP 0.781 0.044 0.696~0.867 7.81 0.697 0.969 0.6660.000
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I8 B8 ARG L ST00A9 . MMP-9 284k 2
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ARAT AT FKER KRR

(# ZE] BH WA E FARNS MG 54545 5 11 A9 244 (S100A9) KL 4 & 2 1 9
(MMP-9) /K A8 4k Je HoAR S . Fik PEERRBE 2016 4E 5 H 2 2018 4F 2 H 60 17T F ARIGIF AR %
P T U s B A O T R AR AL, 3 5 R 30 497 [] 31 AN o a2 A fet o AR A 3 A ke LR, RS U R R e 401 A
HFARFE LA ST RE AL 107 S100A9 . MMP-9 7K -, 43 #1719 0048 A (0 A0 56 |, B 5 H: A5 1 P 2 K 70l f
HeF, 8 I7E SI00A9 MMP-9 & & : RET>ARIE 7 d>ARG 1A H>KHIRAL, 22 5394 Gl 24 E >
(P<0.05), BEIRIEALEHE AN ARE 7d.RJE 14 H ML S100A9 /K- 5 1 & MMP-9 & & &2 3 1E
HH 2% (r=0.341.0.314.,0.303 , 4 P<0.05) . [ IR 93 2H F8 35 AR 1 I8 >4 em | g8 43 F0 7 B2 LG L I R 43 10
I 40 35 IV 39 94k £ 45 55 3% 58 25 1035 S100A9 . MMP-9 75t i T M <4 em g 20 AL 72 188 85 Ll TR 43+ 19
Tk T R LB 5583, 2 RIA G2 X (P<0.05) . 15 S100A9 £ ik B4 2 FEFFH
6.45% 1% Tk ST00A9 %35 HE #Y 27.59% , T A A= £EINF ] 14.7 A H 6 T S100A9 2235 B Y 19.1 4
A, ZRHA 5% E L (P<0.05) . B MMP-9 %k B 2 fFA 77 % 8.57% % Tk MMP-9 % ik B %
1 28.00% , FP A AE FEIN 8] 15.3 4> A 45 Tl MMP-9 3k % 19 18.6 1 A , 2 5 IE Gt it 4 4 X (P<
0.05), 58 BRI B ARG S100A9 . MMP-9 25 2635 5 11 FE R BEAR 56 , RJF 117 S100A9 . MMP-9
A BRE TR 2.
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Changes and correlation of serum S100A9 and MMP-9 in patients with pancreatic cancer
before and after surgery

ZHU Xiaolong*, ZHANG Guangliang, PEI Jianhui, ZHU Leheng

(Department of General Surgery, General Hospital of Pingmei Shenma Medical Group, Pingdingshan, Henan,
China, 467000)

[ABSTRACT] Objective To explore the changes and correlation of serum S100 calcium-binding pro-
tein A9 (S100A9) and matrix metalloproteinase-9 (MMP-9) before and after surgery in patients with pancreat-
ic cancer. Methods Sixty patients with primary pancreatic cancer undergoing surgery in the hospital were en-
rolled as the pancreatic cancer group from May 2016 to February 2018, while other 30 healthy controls during
the same period were enrolled as the control group. The levels of serum S100A9 and MMP-9 in two groups
were detected. The correlation between the two indicators was analyzed. The relationship with clinicopathology
and prognosis was studied. Results The levels of serum S100A9 and MMP-9 in the pancreatic cancer group
were higher than those in the control group before and after surgery (P<0.05). The levels of serum S100A9
and MMP-9 at 7 d and 1 month after surgery were lower than those before surgery in the pancreatic cancer
group (P<0.05). In pancreatic cancer group, level of serum S100A9 was positively correlated with serum
MMP-9 before surgery, at 7 d and 1 month after surgery (#=0.341, 0.314, 0.303, P<0.05). In the pancreatic
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cancer group, the levels of serum S100A9 and MMP-9 in patients with tumors longer than 4 cm, low differen-

tiation, clinical staging at stage Il and IV, and lymph node metastasis were higher than those with tumors not

longer than 4 ¢cm, high differentiation, clinical staging at stage | and Il , and without metastasis (P<0.05).

The 2-year survival rate in the 31 patients with high S100A9 expression was lower than that with low S100A9
expression [ 6.45% vs 27.59% (13/29) ], and the median survival time was shorter than that with low S100A9

expression (14.7 months vs 19.1 months) (P<0.05). The 2-year survival rate in patients with high MMP-9 ex-

pression was lower than that with low MMP-9 expression [ 8.57% 28.00% ], and the median survival time was

shorter than that with low MMP-9 expression (15.3 months vs 18.6 months) (P<0.05). Conclusion The pre-

operative high expressions of serum S100A9 and MMP-9 are related to clinicopathology in patients with pancre-

atic cancer. The prognosis is poor in patients with postoperative high expressions of serum S100A9 and MMP-9.

[KEY WORDS] Pancreatic cancer; SI00A9; MMP-9
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Figure 1 The 2-year overall survival curves of patients with
different expressions of serum S100A9 and MMP-9 at 1

month after surgery
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Diagnostic value of serum vaspin and MMP-2 combined with Lp-PLA2 for the stability of
CAS plaques

JIANG Haichang'*, GUO Yapeng®, WANG Feng®, GUO Daoliv®, LI Lei*

(1. Department of Neurology, Wuxi People’s Hospital, Nanjing Medical University, Wuxi, Jiangsu, China,
214000; 2. Department of Neurology, Yijishan Hospital, Wannan Medical College, Wuhu, Anhui, China,
241000)

[ABSTRACT] Objective To investigate the diagnostic value of serum visceraladipose tissue-derived
serine protease inhibitor (vaspin) and matrix metalloproteinase - 2 (MMP - 2) combined with lipoprotein -
associated phospholipase A2 (Lp-PLA2) for the stability of carotid atherosclerosis (CAS) plaques. Methods
A total of 98 patients with CAS treated in the hospital were selected as the research subjectsfrom January 2018 to
December 2019. According to ultrasound findings, the patients were divided into the stable plaque group (n=
48) and the unstable plaque group (7=50). Meanwhile, 45 healthy individuals were selected as the control
group. The levels of serum vaspin, MMP -2, and Lp-PLA2 were compared among the three groups. The
correlation of serum Lp-PLA2, vaspin and MMP-2 was analyzed using Pearson analysis method and scatter
plots. The diagnostic value of joint detection of the three indicators for the stability of CAS plaques was
evaluated using the receiver operating characteristic (ROC) curves. Results The order of vaspin level in the
three groups from low to high was as follows: the unstable plaque group <the stable plaque group <the control

group. The order of MMP-2 and Lp-PLA2 levels from high to low was the unstable plaque group >the stable
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plaque group > the control group, and the differences were statistically significant (P<0.05). Pearson

correlation analysis showed that Lp - PLA2 was positively correlated with MMP - 2 (P<0.05) , and was

negatively correlated with vaspin (P<0.05), and there was a linear correlation between Lp-PLA2 and vaspin,
MMP-2 (R°=0.118, 0.112). ROC curve analysis found that the joint detection of vaspin, MMP-2 and Lp-
PLAZ2 has the highest diagnostic efficiency, with an AUC of 0.946, specificity of 0.967, and sensitivity of

0.933. Conclusion The levels of serum vaspin, MMP-2 and Lp-PLA2 in patients with CAS plaques are

significantly increased. The joint detection of the three is of great significance to assess the stability of plaques.
[KEY WORDS] Vaspin; MMP-2; Lp-PLA2; Carotid atherosclerosis plaque
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DA A 177 2 R 5 1 22 I 2 1 I 1 551 (viscer-
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5 F1 /8% -2 (Matrix metalloproteinase-2, MMP-2) AN Y
RE f% I fifk 20 i A0k B 2 19 5, 3 ] LA 2 1l 7 i
45 MMP2 &5 C s AR AL R BOE U . AR5
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SR PSS HARIE
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Table 1 Comparison of basic data among 3 groups [1n(%), (x+s) ]

215 n 5 (B R () BMI(kg/m®) PRI s Ueiikd
AR E B A 50 32/18 54.82+12.51 23.14+4.58 20(40.00) 19(38.00)
FeoE BEHe A 48 28/20 53.61+11.24 22.39+4.35 21(43.75) 18(37.50)
XJ HEZH 45 26/19 52.29+11.67 23.25+4.81 17(37.78) 19(42.22)
Fly* 8 0.481 0.541 0.496 0.354 0.261
P{H 0.786 0.583 0.610 0.838 0.878
1.2 i A WLAE P B A B | ™ e B ) & v B

Vaspin . MMP-2  Lp-PLA2 £l 77 ¥ « 4% A
B 56 2 d % R MR RS Y H I R A I R K L. 5
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PR — 25 e a0 30 it 10 B 928 W B2 A D Vaspin , Lp-
PLA2, A & ¥ A i ZERHE R A R
F) SR FH BH e g i 0k A I MMIP-2 , 150 &0 [ I

(o
1.3 BEHARE A R

B Bk BE P 325 . O J F B P4 [ 75ROl
W, R A R 1.5~2.0 mm ; @FKBE . 5 R BR M4 24
o R AR L 55 ] B B R R R A 0
1.5 mm , & [ A 3 22 PR 5 [0l 5 QTE B < Jay 8 [ml



- 1852 ¢ A TBWrSIAYIT AR 20214E11H #513%: 5118 T Mol Diagn Ther, November 2021, Vol. 13 No. 11

PSR JE 7 P R IR B ., $h K S B B IR
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W2,

%2 34 Vaspin,MMP-2 . Lp-PLA2 /K FELLE (x=s)
Table 2 Comparison of vaspin, MMP-2 and Lp-PLA2

levels among the 3 groups (x +s)

Vaspin MMP-2 Lp-PLA2
(pg/L) (ng/mL) (g/L)
AFaERE 50 1.1620.18" 382.46+£57.93" 116.78+33.89™
FERHH 48 1.57+0.26°  263.76+44.39°  84.59+21.76
X HE 4 45 1.92+0.38 215.48+42.64  53.77+12.74
FAH 86.629 147.536 76.972
P1E <0.001 <0.001 <0.001
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4151

2.2 SENKAFERE L BEHA AR 41 5 Lp-PLA2
5 Vaspin \MMP-2 91 14
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L6 . e 450 -
= sei 5 =)
2 14 T
D 12 2 350 : B
=z ] 4 . ey o® o —
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06 150 .
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Figure 1  Scatter plot of linear correlation between Lp-PLA2
and vaspin, MMP-2
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R Ak BER AR A VE R 2 I [
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Lp-PLA2 12 Wi 3k fig i K, AUC 7 0.946, 5§ 57
PER 0.967, RAEGMEHR 0933, WL 3 K2,

£ 3 Vaspin,MMP-2, Lp-PLA2 7K T it 351 5 Bk 33 HE 7 14 BE
BRI MRS B B
Table 3 Diagnostic value of vaspin, MMP-2 and Lp-PLA2
levels for the stability of CAS plaques
LWiHElE  AUC Rt REdE 95%cT PAH
Vaspin 0.641  0.700 0.733  0.493~0.789  0.026
MMP-2 0.793  0.833 0.767 0.675~0.912  0.015

Lp-PLA2(g/L) 0.903  0.900 0.833 0.829~0.978 <0.001
ZHEBEEARM 0946 0967 0933 0.893~0.998  <0.001
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Figure 2 ROC curve
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[ ZE] BH HUHs B IS LA I0E A A28 -34(TL-34) 1L/ ME/ EL AR 2 {6 (PLR)
IR 5548 1 22 4 1 6 (CAG) FE 3 W T TIBL AT 0T (Hp ) R YL I ME I IR S ik BB 20194F 1
H = 2020 4F 2 H KBt 268 i) CAG .3, 354 JC Hp R4, Hodp e 4l (n=140)  RIEY4H (n=128) .
WLZEXS L P2 MY 18 ZEEIRAS I3 IL-34 . PLR /K-, 43 Hr U8 18 ZE RO A5 55 1 IL-34 . PLR AKCFAHGME,
ROC &7 8174 5 BH IS 25 L35 TL-34 PLR /K- V-4 CAG 3 Hp UL i2 Wi (. 458 Pidiia 'y
FEEAS (LT TL-34 PLR KA B, 25 528 Bt L (P<0.05) ; B0k AU B 38 TL-34 /K AR IR (AL 7 U0
B2 PLR 5 F K PR R IR Y 25 S A e T2 3 L (P<0.05) s Logistic [FIIA43HT B 7R , B 4 50 ZE 4 FE
Sy IR ABURI R TL-34 PLR ¥ CAG B3 Hp B 1952 P 3R (P<0.05) ;ROC IR i/ , M7k 15 35
JEAS L3 IL-34 PLR /KB B12 M AUC ¥ B R, o0 0.854 , S AERUSE R 70.71% , K55 B ol 87.50% (P<
0.05), %5t Hp B T3 CAG B MG IL-34 PLR #3554 (2t B 2L skt , sl & 2E B 2544
A I3 TL-34 PLR KPR W] $2 55 Hp JERGLSWH B, R T ImaAT CAG BmtLil AT, B I RS

(4R ] SR B FEIEAS ; HAN 2345 M/MR/R G i =2 1 ; 1e s 4 ik B 42

Study on gastric mucosal morphology and IL - 34 and PLR levels in patients with
Helicobacter pylori infection in chronic atrophic gastritis

YANG Xiaogiao, LIANG Biao*, YE Lifang, WU Jiachuan, CHEN Ruiyan, TAN Wenhui

(Center of Digestive Endoscopy, The Second People’ s Hospital of Guangdong, Guangzhou, Guangdong,
China, 510317)

[ABSTRACT] Objective To investigate the relationship between the detection of typical gastric
mucosal morphology combined with serum interleukin-34 (IL-34) level and the value of platelet/lymphocyte
ratio (PLR) and Helicobacter pylori (Hp) infection in patients with chronic atrophic gastritis (CAG) and its
clinical significance. Methods A total of 268 CAG patients in our hospital from January 2019 to February
2020 were selected and divided into two groups according to the presence or absence of Hp infection, including
the infected group (n=140) and the uninfected group (n=128). The two groups of typical gastric mucosal
morphology, serum IL-34 level and The PLR value were observed. The correlation between typical gastric
mucosal morphology and serum IL - 34 level/the PLR value was analyzed. ROC curve analysis was used to
analyze the diagnostic value of typical gastric mucosal morphology, serum IL-34 and PLR levels in CAG
patients with Hp infection. Results The two groups of typical gastric mucosal morphology, serum IL-34 level
and the PLR value were statistically significant (P<0.05). The level of IL-34 in the granular type patients was
lower than that in the gray type and shallow depression type, and the PLR value was higher than that in the gray
type and Shallow depression type, the difference was statistically significant (P<0.05). Logistic regression

analysis showed that the types of gastritis, the type of atrophy, the granular type of gastric mucosa, IL-34,

AETB .7 AAPEDLERLERR (20181296)
MEHfln. AR SH ARERELAE TS, &K, 7 M 510317
*iBAE AR E B, E-mail : liang-1b@139.com
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and PLR are all influencing factors of Hp infection in CAG patients (P<0.05). The ROC curve showed that

the combined diagnosis of typical gastric mucosal morphology, serum IL-34 level, and the PLR value had the
highest AUC, which was 0.854, with best sensitivity of 70.71% , and the specificity of 87.50% (P<0.05).

Conclusion Hp infection can cause the abnormal expression of serum IL-34 and PLR in CAG patients and

promote changes in gastric mucosal morphology. The typical gastric mucosal morphology combined with the

detection of serum IL-34 and PLR can improve the diagnostic value of Hp infection and help to deepen the

research on the pathogenic mechanism of CAG, and improve the clinical prognosis.

[KEY WORDS] Typical gastric mucosal morphology; Interleukin - 34; Platelet/lymphocyte ratio;

Chronic atrophic gastritis
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&5 ROC HZ&EXHIE
Table 5 ROC curve related data

EIER2] AUC 95%CI Z1{H AR TBURRBE (%) FrstE (%) P1E
Hp J& e kLAY 0.790 0.736~0.837 12.378 65.71 92.19 <0.001
IL-34 0.664 0.604~0.720 4948  <11.99 pg/mL 67.14 60.16 <0.001
PLR 0.741 0.684~0.792 8.136 >227.22 55.00 80.47 <0.001
AL 0.854 0.806~0.894 15.246 70.71 87.50 <0.001
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Changes and clinical significance of PAI-1, TSP-1 and D-D levels in patients with recur-
rent spontaneous abortion

ZHANG Yawei*, ZHANG Liping, YU Zhifang

(Department of Gynecology, Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei, China,
075000)

[ABSTRACT] Objective To observe the changes and clinical significance of plasminogen activator
inhibitor-1 (PAI-1), platelet reactive protein-1 (TSP-1) and cross-linked fibrin degradation product (D-D) in
patients with recurrent spontaneous abortion (RSA). Methods A total of 184 patients with RSA admitted to
the hospital from January 2018 to March 2019 were selected in the RSA group. According to the frequency of
abortion, they were divided into the RSA1 group (frequency of abortion more than 3 times) and the RSA2
group (frequency of abortion of or less than 3 times). 172 women with history of normal pregnancy and having
normal pregnancy during the same period were selected as the normal pregnancy group. The serum levels of
PAI-1, TSP-1 and D-D were measured. Pearson correlation analysis was performed to analyze the serum levels
of PAI-1, TSP-1 and D-D in patients with RSA. Pregnancy outcomes of the RSA group were recorded.
Results The levels of serum PAI-1, D-D and TSP-1 in the RSA group were significantly higher than those in
the normal pregnancy group (P<0.05). There was no significant correlation between serum PAI-1 and TSP-1
levels, PAI-1 and D-D levels orTSP-1 and D-D levels (P>0.05). The levels of serum PAI-1, TSP-1 and D-D

in the abortion group were significantly higher than those in the live birth group, and the differences were

KA A s AR RS R 242 B (20180925)
Ve s b7 FIRWEF — EfRdas, 7Tk, k% v 075000
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statistically significant (P<0.05). The levels of PAI-1, TSP-1 and D-D in the RSA1 group were significantly

higher than those in the RSA2 group, and the differences were statistically significant (P<0.05). Conclusion

The levels of serum PAI-1, TSP-1 and D-D in patients with RSA are highly expressed, which has a certain

clinical value for RSA pregnancy outcome.

[KEY WORDS] Recurrent spontaneous abortion; Plasminogen activator inhibitor; Thrombospondin-1;

Cross-linked fibrin degradation products
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&1 PHAMTE PAI-1.TSP-1.D-D &R ILE (x+s)
Table 1 ~Comparison of PAI-1, TSP-1 and D-D in serum of

two groups (x+s)

215 n  PAI-1(ng/mL) TSP-1(mg/mL) D-D(mg/mL)
RSAZ 184  38.49+3.38 3.72+0.61 1.69+0.31
ERIEIRA 172 30.24+2.46 2.67+0.42 1.19+0.27
tH 26.178 19.020 16.180
PiE <0.001 <0.001 <0.001

5 TSP-1 A KT i 3 40 M (P>0.05) , PAI-1
5 D-D F kKT #F A M (P>0.05) , TSP-1 5
D-D Fik K To i E A (P>0.05) . W3R 2,

Fz2 MEAIMEH PAL-1.TSP-1.D-D 7K FHIHE X4
Table 2 Correlation of PAI-1, TSP-1 and D-D levels in

serum of women in observation group

N PAI-1 TSP-1 D-D
FHEH#E
r i P r{H PAE r{H P{H
PAI-1 1 0.217 <0.001 0.312 <0.001
TSP-1 0.217 <0.001 1 0.204  <0.001

D-D 0.312  <0.001 0.204 <0.001 1

2.3 RSA 4 PAI-1.TSP-1.D-D /K 5 i 5 1% i
Ho

HR 4 RSA iR L 18 00, 25 5 40 i = 4
(n=98) i =4 (n=89) . it/ 4L1lLiE PAI-1 . TSP-1,
D-D /K- & Tl e d, 2R WA SR E X
(P<0.05), W33,

%3 RSAZHPAI1.TSP-1.D-D K FESHUFHERLLE (o+s)
Table 3 Comparison of PAI-1, TSP-1, D-D levels and
prognosis in RSA group (x+s)

A% n  PAI-1(ng/mL) TSP-1(mg/mL) D-D(mg/mL)

W 08 40.30+4.29 2.86+0.53 1.82+0.40
EFE4 86 36.94+3.61 2.32+0.41 1.59+0.29
tHE 6.610 8.287 5.268
P1a <0.001 <0.001 <0.001

2.4 RSA 4= k5 PAI-1,TSP-1,D-D /KF
i bt

RSA1 #1 PAI-1,TSP-1.D-D K F & & & T
RSA2 2, 22 A Beit 4 2 L (P<0.05) . WL 4,

R4 FHPALLTSP-1.D-DKEEFFERLE (x+s)
Table 4 Comparison of PAI-1, TSP-1, D-D levels and

prognosis between the two groups (x +s)

2051 n  PAI-1(ng/mL) TSP-1(mg/mL) D-D(mg/mL)
RSAI4 82  40.95+4.17 2.93+0.56 1.84:0.42
RSA24H 102  37.31%3.54 2.46+0.45 1.61£0.30
18 6.402 6.313 4.327
P{H <0.001 <0.001 <0.001
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W IR Z iy B TR S A DC-CIK R ys g gy
A2k S AS BLR

HAF* EHEF MLy I HERE

[ ZE] H® HITWIREMNEEE T RIGHEA DC-CIK 5 41 i i 2R 4 i - 40 i 8 7155 5
HI AN 1697 A S MR R . A3k HEH 2018 4F 12 H % 2020 4F 12 H T H b & ms Mg 12
B 12 1) 80 151 14 PR 72 MR8 AR S R HEA T URSR IS, 45 BRIB YT 25 R ilE AT 20 AL, X IR AL (n=40) R G 44T
RITIRYT 1R 9T 4 (n=40) R J5 45 T DC-CIK i 4 iR 7 , % 43 B AT 20% i s b s KO
G EUIfe R TR RN, &R IRITIE IRIT A SRS TR IRAL, 22 R A Geih2E i L (p<
0.05)c IRITE  PRALILTE IR bR 5 K HL AR, 22 5 RG24 L (P>0.05) o JRYT IR IR R e DR
CD3+.,CD4+ ,CD4+/CD8+ 5 T % 4, CDS+HILF X f 4, 22 7oA S48 X (P<0.05) . iRIT R IRIT 4
IL-2( 42 -2) JIFN-y (I FE-y) TNF-a (M IRFEIR F-o) 5 T X IR TL-6 (14 2 -6) K T X R4,
25 A G F R L (P<0.05) . JRIT)E IRIT AR B &4 FALT X 4L, 22 28 G # 8 L (p<
0.05), it XTFLHMWIR 2 MR ARG 8% 54T DC-CIK o 40 M yA J7 T 4 45 7 2t b A B
JIE , B DI RE

[X88IR]  WIRFMIE; G ; RIYENT; Mok

Effectiveness and adverse effects of combined DC- CIK immune cell therapy in patients
with urinary tract tumors after surgery

XIAO Yongping*, PAN Yujiao, TAO Wenxue, WANG Fan, REN Xiaowen

(Biological Immunotherapy Room, Wuwei Cancer Hospital, Gansu, Wuwei, Gansu, China, 733000)

[ABSTRACT] Objective To explore the effectiveness and adverse effects of combined DC - CIK
immune cells (dendritic cells-cytokine-induced killer cells) treatment in patients with urinary tract tumors after
surgery. Methods 80 postoperative patients with urinary tract tumors who were treated at Wuwei Cancer
Hospital in Gansu Province from December 2018 to December 2020 were selected for observation and research.
They were divided into groups according to treatment differences. The control group (n=40) was given
chemotherapy after operation; The treatment group (n=40) was treated with DC - CIK immune cells after
operation. The effective rate, serum tumor marker level, immune function, inflammatory factor level and
adverse reactions were compared and analyzed. Results After treatment, the effective rate of the treatment
group was higher than that of the control group, the difference was statistically significant (P<0.05). After
treatment, there was no significant difference in serum tumor markers between the two groups (P>0.05). After
treatment, the immune function of the treatment group was higher than that of the control group (CD3+,
CD4+, CD4+/CD8+), and lower than that of the control group (P<0.05). After treatment, il-2 (interleukin-2),
IFN-+ (interleukin-vy) and TNF-a (tumor necrosis factor -a) in the treatment group were higher than those in
the control group, while IL-6 (interleukin-6) was lower than those in the control group, the differences were

statistically significant (P<0.05). After treatment, the incidence of adverse reactions in the treatment group was

e A KR T T I AR B (ww2002069)
AR A ol B RORIT G B T A 4 SR 6 97 £, B, #OR 733000
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lower than that in the control group, the difference was statistically significant (P<0.05). Conclusion DC-

CIK immune cell therapy for two groups of patients after urinary tract tumor surgery can significantly improve

its effectiveness, reduce adverse reactions, and improve immune function.

[KEY WORDS] Urinary system tumors; Immune cells; Inflammatory factors; Dendritic cells

Wh PR Z MR S R A T MR R G e, N
PR A B R PRI o R il W, W IR &
I8 A AR MELIYA AL, HLI AR R AW B T
I AR AR A A I R T IR ) vk
AHIRZ , FAR ALy7 T R BRI A
PEIRST S8 T RDIBR o A3 WA bR 2 e J8
RIGRERHRBING WK RGN B E ARG E K%
TE 64% A A7 AREE XA [R] A Bi) f 3 R 5 &= R L
BHE—EZS, NI TFFEARBENT, ARGR
it e o33 25 S, I 255 SEEBR IR 06T iy B AR
570720, L m TS ROR | A6S7 BARIA T SCR BT
{ROZEERI SRR, AR T AR . B 2R A
Jitl (Dendritic Cells, DC) 1= 2 BL A 2 BE 5 54t ) 71 Jit
S 3% 4l Y (Antigen presenting cell, APC) , 75 1 i
PUJERE S 240 B T 96k 4 448 2 ( Antigen specific cell T
lymphocyte, CTL ) , $& S HLIAR G e J1 i H 7
75 B9 A 1 41 il (Cytokine - induced killer cells,
CIK) J2 i 0 JE il B A~ A% 40 i, 38 3k 22 4 i
K-35 57, ARA A —FF S5 T 20 0L, A 470 e g 3% 1k 1
Ttk L 4H DR, [F] A S IR ] e e g % £ 1 2
AE . DRI H AT AE P40 i S 58 iR JT (Biological cell
immunotherapy , DC-CIK ) J& i /R Z I i 97 i)
BB T AR A R T A4 SR iR
ST RCR PN ROV, BRSNS .

1 ARSI

1.1 — R

PEH 2018 4F 12 H 2 2020 4 12 H T HIN A
T e 98 I e WO 14 80 191 I JR 2R iR R A
WX 5 ARG IT 25 T M40 WAL, 4% 40 ], 3L
Hot B2 . 58 25 ], L 15 5 S B4R i (56.28+
2.14) % 5 M8 42 74 (3.01£0.82) cm ; 1988 43
W.To220, oW, T, 76, T.2 0. WRIF4d:. 5
2419 , 2z 16 B ; F- B AE S (57.178+2.14) % 5 g
B A2 (3.11£0.32) cm ; g 43491 7. T, 20 ],
T. 10 B, T, 6 B, T. 4 il . PHAL BRI AT AT 1L, 22
SHGE T L (P>0.05) . W AbRE: D&
25 G G PR IR 297 48 /)" rh WA PR R ik 88 199 A O

Wi iE; Q¥ HIES A ; ¥ HA FAR
it 52 1 o HEBRAR HE : ORS #h 835 QIKIR>37C;
() EE 1M D) e 5% # 5 @WF 5% BT H 25 2 s
W LA PR 5 L HER

1.2 Jiik

WAL H AT I IS B AR TR AR, R 5 4T
PTG FIPR e I .

R NEE RGP G Ivige BN TN
T A (b st U R 2y ) 2 M
H20103522) , ¥IHE 7] : 1 000 mg/m* BFRE, 45 2 d
T S A A S TR A TR 1 000 miL, PR SFHAA (1L
2R XU 2Y 5 2575 H20056422) , 745 : 70 mg/m?,
— W — 8 FEEERYT 4 wo

IRIT A 45T DC-CIK e g MR YT, R 1 d
REER , WUR A B SR # K n 50 mL, % 24
YAl h L GMP S B AT 1A S IR T R )E
¥ DC 4 il 5 CIK 4% — & Ll #1715 5% 12~14. d,
H4 45 5% 1 DC-CIK 4 MuTR B 530 3 0y, 72 il 4%
R B A 50 mL KB AR B KR Ot 754k
f DAL K [ AR IR K A 2 mg M FEOK
Py O 58 2O 24500 5 [ 251 7 H34020484) , LA
30~40 Ji/min §i A, ZE 3 do TE R 7] 40 i
T B <2, 2R 2 o [l 40 i ) (] >1 b sl
IR E=37.0C , K IR (2~8C) {517 Fliz By , iz iy ik
Pt G R ZURE , FRELIRTT 4 wo
1.3 KA fhs™

OB R RYT 53 PR E I RO T E
Hrh B 2% GRIT e AL SE T R B RI=4 w) |
BB G2 A O bk HAR 4 /N I 30% I ] =4 w) (9=
W Fa s O kR4 /NS it 30% 1) Ta] <4 w) 355 i
& ORFFA LA EARIE) s 43 8508 = (R 55— it
JE) LB BIEL ] x100% o 1L 38 i Jgd b 7 W 7K F < 3R
SYHTE  HERIK 0 5 mL, 2R S0 50(CAS50) |
LR (CEA) (40 B AR B8 11 19 F Bt )it 21-1
(CYFRA21-1), QHEEYIRE IGITHTG , HUE
kA I 5 mL, >R 3 2 A A (35 B D s 2 ) #
T 94k B4 40 g IV &% (CD3+ . CD4+ ,CD8+ . CD4+/
CD8+) A1k, @R M F K IR WS
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mL 25 JEFHIK I, 25,0583 3 000 r/min, i) 20 min,
N VKA T VR AE I T EX S 922 W SR 2 A ) o 96 SR
%t A F - a ( Tumor necrosis factor-o , TNF-a) T H
42 -2 (Interleukin-2,1L-2) , (41 % -y (Interferon vy,
IEN-vy) } [ 4 % -6 (Interleukin-6, IL-6) . &ic 5%
HAS B ATER
1.4 GEilJrik

K1 SPSS 23.0 i it 2 B AT B s ab B 5 1
HORL (2 £5) FoR , R K256 5 THECFRHA n(%)
TR AT K DL P<0.05 HE AL FE X,

2 #ZR

21 WAAHFELE

BT IR HA SR & TR, 27645
P L (P<0.05), W1,
2.2 PN R &Y A

BTG, WAL T MR bR S KT L, 25 5
TG FE L (P>0.05), L2,
2.3 Wl sEihe b

IBIT IR IR 4L R DI e CD3+ . CD4+ ,CDA4+/
CD8+i T X R4, CDSHIK T XF R4, 2 R A it
2 X (P<0.05), W3,

x1 MABRERLE (%) ]
Table 1 Comparison of effective rates between the two

groups [n(%) ]

U0 0 ARG MO PORRE BORIEE ARCR

VAIT4 40 15(37.50) 18(45.00) 4(10.00) 3(7.50) 37(92.50)
XHHRZL 40 10(25.00) 12(30.00) 8(20.00) 10(25.00) 30(75.00)
Pl 4.501
P 0.034

2.4 HRVER T

WRITIG L IRYF 4 IL-2 IFN-y , TNF-a 15 T X 1
HLoIL-6 K FXIA, 2R A5 %E X (P<
0.05), L4,
2.5 WA RN & AR

BITJE IRIT AN R RN B A AT X R AL
EZRAGIFE L (P<0.05), L35,

x5 MARRERNEERILE [n(%)]
Table 5 Comparison of incidence of adverse reactions

between the two groups [1(%) ]

U R BIERN ARSI e RER

RITAH 40 0(0.00)  1(2.50) 0(0.00) 1(2.50) 2(5.00)
YR 40 4(10.00) 1(2.50) 1(2.50)  3(7.50) 9(22.50)
2 1H 5.165
PAH 0.023

x2 WAMBIREWKTLE (x+s5)

Table 2 Comparison of tumor marker levels between the two groups (x+s)

- CEA (ng/mL) CA50(U/mL) CYFRA21-1(ng/mL)
Btk n A ; A ; A ;
BT RIT )R TRYT T RITIE BT RIT R
RITA 40 22.75+4.66 9.85%2.36 28.05+14.96 11.76+3.65 5.35+1.66 3.25%1.06
X HRH 40 22.54+4.43 9.47+2.45 27.72+14.85 11.41£3.43 5.34+1.43 3.17£1.05
i 0.207 0.706 0.099 0.442 0.029 0.339
P1H 0.837 0.482 0.921 0.660 0.977 0.735
*3 WARBINEELLE (v+s)
Table 3 Comparison of immune function between the two groups (x+s)
- CD3+(%) CD4+(%) CD8+(%) CD4+/CD8+
Eik) n o ; o A o o A A
IBIT BIT)E IHITHI BT IRITHI BT IS IBITHI BT
BITAL 40 49.35#6.79  63.23%7.36 21.45+4.96  40.76£5.65 32752646  23.45+4.36 0.65£0.19  1.73%0.16
XHHRZE 40 50.42+6.87  56.76+7.45 21.72+4.45  34.71£5.43 31.54+6.43  26.77+5.45 0.66£0.20  1.31%0.15
tH 0.701 3.907 0.256 4.883 0.840 3.008 0.229 12.112
Pl 0.486 0.000 0.798 0.000 0.404 0.004 0.819 0.000
F4 FAHARMEREFIEE (v£s)
Table 4 Comparison of inflammatory factors between the two groups (x +s)
. IL-2(ng/L) IL-6(pg/mL) IFN-y(ng/L) TNF-a(ng/mL)
TR BT )R TR BT R TR BT R bEvEgl BITIE
WBITH 40 9.35%2.99  13.78+2.26 2.35£19.99  1.23x0.26  8.65+2.46  1345x3.16  7.15x2.09  10.23x1.06
SRR 40 9324242 12.06%2.25 2.32+10.42 1.36+0.25  8.54+2.43  10.77£3.15  7.12+2.42 8.16x1.05
1l 0.049 3.411 0.008 2.279 0.201 3.799 0.059 8.775
P 0.961 0.001 0.993 0.025 0.841 0.000 0.953 0.000
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At TL-6 J2 240 B0 38 P55, SR Ak B 4 3 5
TR, CIK 1A &b Ko 34 58 5 [ B 7 IL-2
S5 IR IL-2 & e ik T M6 1L, 350
NK 2, A F Tl /b 5B 3 R FER, LR,
SR A B i g 1k, nT AR LR HE R
I FE RIAE R AEOREBILAAR i 968 7 25 400 7K SF- 5% il

KX — 53R 3 TUESE, $/R AR5 BEA T2 40 iR
ST X IR bR B KT )N

HLPR BT 93 G 2w LA G %8 A ==, 76 41
B g v 3 S 7 B2 T 7K B0 A S 0 4 S v
Y i e g, Horp CD3+J2 A T 4 i, CDA+ /25 Bl
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(5 =] BB EITILE B4R 5 A -3 (MMP-3) | 41/ Z-18 (IL-18) 7K S X B s i 8%
B (HTO) A7 I H &35 R (KOA) BYIT ZOTAN A0 B 5 H 5 1l 7 mr 5 iR 2B B2 (PGE2) RUAH G, Ak ik
B 2019 4F 1 H 2 2020 4F 1 H B B AR AN A B BEWOIA 32 HTO FARIGYT B KOA f835 120 i, % B i
FHIRIT HT G MMP-3 \IL-18 \PGE-2 /K17 . i2 HHZ N & Logistic [FIH/-HT521 HTO 397 KOA J75L
HISZM R 2R o A 0T I3 MMP-3 . IL-18 7K F- X HTO 1577 KOA HY7 Al . R H Pearson #H2C A3 Hr ikt
1ML MMP-3 IL-18 5 1f17% PGE-2 (WAHICHEMI T/, Z55R  KOA A4 HTO VA7) ML MMP-3 IL-18
PGE-2 7K 547 miAl tL W TR, 252 91 i1 27 L (P<0.05) o 09T 1 AE-SiRr e M b, 22 R 0581
2R L (P>0.05), 2 Logistic MHA 453 R | 117 MMP-3 1L-18 /K F-FH S 520 HTO 1597 KOA
TRI TR ST GRS R 26 (P<0.05) o L MMP-3 ., IL-18 I & 45 FRiITAL HTO Y477 KOA YRI5 U i 45
5E(89.87%) . RBUE (87.91%) (AUC(0.915) 34 i 2 5 T 50— 4845 (P<0.05) o Pearson AT 45 A R,
M3 MMP-3 . IL-18 5 IfiL 7% PGE-2 #452 iF 41 ¢ (r=0.714, r=0.653) (P<0.05) , 120 #§i] HTO J4 7 KOA %,
22 VARG, U5 3 0, AR E AR IR 175 Bl E B AL BB FTA 14 168°~172°  F IE
A 8°~18°, -1 (12.05£3.26)°, £18  IMLI MMP-3 IL-18 /K- F-%t HTO 67 KOA MYy RO % i
A TEAR B PN RO T2 —F8 45, HLILTE MMP-3 . IL-18 /KF- 5 1l 7% PGE-2 # 2 IF A%
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Evaluation of the curative effect of MMP3 and IL-18 on knee osteoarthritis and their
correlation with PGE-2

WANG Junjiang'*, WANG Hongjian', SONG Xiaolei', DING Junging®, HAN Jingmin', Yuan Weijie',
SANG Zhenfei', ZHANG Bin'

(1. Department of Orthopedics, Anyang General Hospital, Anyang, Henan, China, 455004 ; 2. Department of
Laboratory Medicine, Anyang General Hospital, Anyang, Henan, China, 455004.)

[ABSTRACT] Objective To explore the value of serum matrix metalloproteinase-3 (MMP-3) and
interleukin-18 (IL-18) levels in the treatment of Knee osteoarthritis (KOA) by High Tibial osteotomy (HTO)
and their correlation with Prostaglandin E2 (PGE2). Methods 120 KOA patients admitted to our hospital for
HTO surgery from January 2019 to January 2020 were selected, and the levels of serum MMP-3, IL-18 and
PGE -2 were compared before and after treatment. Multivariate Logistic regression was used to analyze the
factors influencing the efficacy of HTO in the treatment of KOA. The Area under curve (AUC) of Receiver
Operating Characteristics (ROC) was used to analyze the efficacy evaluation value of serum MMP-3 and IL-18
levels in the HTO treatment of KOA. Pearson correlation analysis was used to analyze the correlation between
serum MMP-3 and IL-18 and serum PGE-2. Results The serum levels of MMP-3, IL-18 and PGE-2 in KOA
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patients after HTO treatment were significantly lower than those before treatment (P<0.05). There was no
significant difference between 1 year after treatment and after treatment (P>0.05). The results of multivariate
Logistic regression analysis showed that the elevated serum MMP-3 and IL-18 levels were independent risk
factors affecting the therapeutic effect of HTO treatment for KOA (P<0.05). The specificity (89.87% ) ,
sensitivity (87.91% ) and AUC (0.915) of the combined indicators of serum MMP-3 and IL-18 in evaluating
the therapeutic effect of HTO on KOA were significantly higher than those of single indicator (P<0.05). The
results of Pearson correlation analysis showed that serum MMP-3 and IL-18 were positively correlated with
serum PGE-2 (r=0.714, r=0.653) (P<0.05). 120 patients with KOA treated with HTO were followed up for
1 year and 3 patients were lost to follow-up. The imaging review results showed that 127 patients achieved
osseous union at the osteotomy site, with FTA angle of 168°~172° and the correction angle was 8°~18°, with
an average of (12.05+3.26)°. Conclusion Serum MMP-3 and IL-18 levels are of high value in evaluating the

efficacy of HTO in the treatment of KOA. The evaluation accuracy of the combined indicators is better than a

single indicator, and serum MMP-3 and IL-18 levels are positively correlated with serum PGE-2.

[KEY WORDS] Matrix metalloproteinase-3; Interleukin-18; High tibial osteotomy; Knee osteoarthri-

tis; Prostaglandin E2

B VE ST % (Osteoarthritis , OA ) & ] 5 &7
ACry T I D A e E Ak S PR IR A TR R B o 4
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Correlation between the levels of CYP A, NF-kB and VEGF in peripheral blood and
postoperative restenosis in patients with CHD

LI Hong, ZHU Qiang, SHI Mengran, LIU Fuyuan*

(Department of Cardiology, Xiangyang First People s Hospital Affiliated to Hubei Medical College,
Xiangyang, Hubei, China, 441000)

[ABSTRACT] Objective To analyze the correlation between peripheral blood cyclophilin A (Cyp
A) , nuclear factor-«B (NF-«kB) and vascular endothelial growth factor (VEGF) levels and restenosis in
patients with coronary heart disease (CHD) after percutaneous coronary intervention (PCI). Methods From
August 2018 to August 2019, 200 CHD patients treated with PCI were selected as the study subjects. They were
followed up for 1 year and were divided into the restenosis group (n=40) and the non-restenosis group (n=160)
according to the results of coronary angiography. The levels of peripheral blood Cyp A, NF-kB and VEGF were
detected. The basic data from two groups were collected. Logistic multivariate regression analysis was
conducted to screen the risk factors for restenosis in CHD patients after PCI. The ROC curve was used to analyze
the value of peripheral blood Cyp A, NF-kB and VEGF levels in the diagnosis of restenosis in CHD patients
after PCI. Results There was a statistically significant difference between the two groups of FPG, LDL-C,
TC, FIB, Cyp A, NF-«B, VEGF and the diameter of the stent (P<0.05). There was no significant difference
in gender, age, smoking history, history of hypertension, TG, LDL-C, HDL-C, RBC, DD, neutrophils,
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WBC, lymphocytes, stent length and number of stents between the two groups (P>0.05). Multivariate logistic
regression analysis showed that FPG, LDL-C, TC, FIB, Cyp A, NF-kB, VEGF and stent diameter were
independent risk factors for restenosis in CHD patients after PCI (P<0.05). ROC curve analysis showed that the
sensitivity and AUC of combined CYP A, NF-«B and VEGF in predicting restenosis after PCI in CHD patients
were 94.00% and 0.951, which were higher than those of single detection (P<0.05). Conclusion The high

expression of CYP A, NF-«kB and VEGF in peripheral blood can lead to the occurrence of postoperative

restenosis in patients with CHD. The clinical level should be monitored and targeted interventions should be

carried out to avoid the occurrence of restenosis after PCI.

[KEY WORDS] Percutaneous coronary intervention; Cyclophilin A; Nuclear factor- kB; Vascular

endothelial growth factor; Postoperative restenosis
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TG) . 21 4 %5 11 )5 (Fibrinoge , FIB) AL %5 Ji 5 /5 14
(low-density lipoprotein cholesterol ,LDL-C) . =% [
J5HH ( high-density lipoprotein cholesterol HDL-C) |
21 41 g 31 %X (Red blood cells, RBC) , D- —- 3 Ik
(D-Dimer, DD) . H ¢ bz 40 i . F1 40 i 1142 (White
Blood Count, WBC ) A ik [0 41 it 3% 35 7K F 5 >k H il
I A 92 W B 32 (Ll AR XU 4 306 T B B2 A PR )
FT-SY96A A) K 1fiL 3% Cyp A .NF-kB . VEGF 7K,
1.3 Giitehbsg

K HI SPSS 20.0 #AF#EATGEH 0, T EPERE
FKH n(%)Fm AT R, it ERERH (v £s) K
NG AT RIS, Z2 1R 2R FH logistic [P1H 408, DA P<
0.05 A ZE5FA Gt A1 X

2 #R

2.1 CHD % PCI A J5 FB 2 0 5L 2R 73 A
Wi 41 FPG .LDL-C . TC .FIB.Cyp A .NF-kB .
VEGF Mk LR HZR R Z R A 5 it 8 L (P<
0.05) , PIZ M) AR IR S | i R B TG
LDL-C .HDL-C .RBC . DD . Ff 4 7 411 ity . WBC . ik
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(W NS B N O R L8 @ A =8 1 VE g e
B (P>0.05). WF1,
%1 CHDZEPCIREERENBEEZN (%), (xxs)]

Table 1 single factor analysis on restenosis of CHD patients
after PCI [n(%) , (x£s) ]

IIKES [IKESNS
WiH TP HeEH  uy PIE
(n=40) (n=160)
AEHR (3 62.56£7.80  61.82+7.76 0.539 0.591
P 5 30(75.00)  128(80.00) 0482 0.487
I 10(25.00)  32(20.00)
Wz i st 22(55.00)  85(53.13)  0.045 0.832

1 1M1 s 26(65.00)  87(54.38) 1470 0.225
FPG (mmol/L) 6.25+2.05 5.40£1.63  2.794  0.006
TG (mmol/L) 1.62+0.14 1.65£0.19  0.936  0.350
TC (mmol/L) 5.04+2.33 421+1.56  2.700  0.008

LDL-C(mmol/L)  3.45+0.30 2.61+0.35 13.946 <0.001
HDL-C(mmol/L)  1.05+0.23 1.12+0.26 1557 0.121
FIB (g/L) 4.3420.51 3.22+0.40 14945 <0.001
RBC(x10"™/L) 4.35+1.28 441£1.36 0252 0.801
DD (ug/L) 261.52+20.36 255.60+18.77 1.754  0.081
ek I (X10°7L)  4.71+1.22 467120 0183 0.851
WBC (X10°/L) 7.02+2.16 6.97+2.13  0.132 0.895
REAIE (X10L)  1.58+0.19 1.63£0.21  1.372  0.172

Cyp A(ng/mL) 17.8245.690  13.71+3.90 5.392 <0.001
NF-kB(pg/mL)  52.65x7.03  35.59%5.23 17.141 <0.001
VEGF(ng/L)  313.28+50.36 259.41+40.26 7.180 <0.001
YHKE (mm)  22.80+6.53  23.04+6.58 0.207 0.837

AR A% (mm) 2.84+0.70 3.15+0.98  1.883  0.061
SCHE () 1.85+0.23 1.80+0.17 1542 0.125

2.2 CHD i # PCI A J5 BBk 9 2 [N & Logistic
)= 73 A

Logistic [A1J5 5341 , 55 i/~ ,FPG .LDL-C . TC,
FIB.Cyp A .NF-«B .VEGF } 37 %8 Fi#%2 Jy CHD ¥
PCIAR G FARZE AT fER R (P<0.05) . W3R 2,
2.3 4MJE I Cyp A.NF-kB & VEGF 7K “F 15 ]
CHD & PCUAR G 8% 1) ROC £ 53 B

ROC & 534 7, SR I Cyp A \NF-kB
VEGF /K V-3¢ 4 15l CHD i % PCI AR J5 P84S (1)
UK EE M 94.00% , AUC 4 0.951, 5 T Bl A6 )
(P<0.05). "33 FE 1,

%3 SMEAM Cyp ALNF-«kB % VEGF 7k EFiill CHD &%
PCI R/FHREHI ROC Hi &S 17
Table 3 CYP in peripheral blood A .NF-k ROC curve
analysis of B and VEGEF levels in predicting restenosis after
PCI in patients with CHD

its BUgE  FERE AUC 95%CI
Cyp A 0840  0.602  0.726  0.630~0.824
NF-«B 0.800  0.633  0.704 0.603~0.814
VEGF 0753 0663  0.665 0.566~0.778

Cyp A+NF-kB+VEGF  0.940 0.453 0.951  0.904~0.992

1.0 1 it

0.8

0.6

U

0.4 4
0247

0 02 04 06 08 1.0
14554

ROC %k
Figure 1 ROC curve

3 it

AR B AR KT 1 B RN R S A 1Y
YA Fe T AR R 1936 AN, CHD &9k R 24 E Tt
PCLJE0I7 A AT B, (ARG Pk A R
HATIA R, PCLAR J5 B 28 14 Ji PR « I 4 P it
JEE B A AT T LA A RS, S0 A AR
Wk SRR AR KR SR RS AT A S TR e
PR IATISWIEIEAT T E G E 2,

FH A 5E 7R , FPG .\ TC \LDL-C . 32 4 7% Hy
CHD & # PCI AR5 FRE M fE R R E . AR5
57’ ,FPG \LDL-C . TC .FIB } 3 %1 42}y CHD i
H PCLAR G R ML G N . i HnT g
BILTI A« 4 v e 8 10 W T 52 1) S B B A A o
Jik N B A& 2, A8 a0 5 Jok A AR T A T LR RS A
B A, T S EOR B4 & 4= . LDL-C 1 TC
APEAS AR 7K, R K B AG 25 5 i i Z2 g

*2 CHDEEPCIREBHFENZMEZWER

Table 2 evaluation table of influencing factors of restenosis in CHD patients after PCI

ES WA B SE Wald y* OR 95%CI PE
FPG <6.1 mmol/L=0,=6.1 mmol/L=1 0.426 0.112 14.467 1.531 1.229~1.907 <0.001
LDL-C <3 mmol/L=0, =3 mmol/L=1 0.381 0.109 12.218 1.464 1.182~1.812 0.001
TC <4.5 mmol/L=0,=4.5 mmol/L=1 0.376 0.114 10.878 1.456 1.165~1.821 0.001
FIB <3.8 g/=0,=3.8 g/L=2 0.359 0.120 8.950 1.432 1.132~1.812 0.003
Cyp A <15 ng/mL=0,=15 ng/ml=1 0.362 0.117 9.573 1.436 1.142~1.806 0.002
NF-kB <40 pg/mL=0,=40 pg/ml=1 0.375 0.123 9.295 1.455 1.143~1.852 0.002
VEGF <270 ng/L=0, =270 ng/L=1 0.369 0.127 8.442 1.446 1.128~1.855 0.004
YHER <3 mm=0,=3 mm=1 0.402 0.110 12.18 1.495 1.205~1.854 <0.001
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BEH, WA 51403 1004 P9 2 4, 42 0t sh ikl AR a4k,
SECEHAE LA, FIB AR LA RS, 5
AT K P BRI A | e s R e A= [ S F
FEN, AR AR K SR & CHD % PCIAR
JE PR fER R R AR BN, TR R
CHD &5 PCI A J5 FB 7 i ph ST fa b R 2=, BT3¢
IR E AR /NG TR ER A T RE VR, X I 4
P 5 A 7, TR A A R

CypA JE R 1, EA RSS2 eI s 54
[ AR o R e S DT TE = 11 DU AN =R IR L
M T R R EEAE A CypA i 1E N A
RN 05 T IR T IEAh CyPA 1943-3% Rho
DRI RIS, KT I8 JUL 448 L %) s 4 R 50 ik
s RERE AL A SR, AFSTIIESE, CyPA Al fifi
YRR RS T2 I S Sl KR L 20 Ik ok o A A L0 UL
HEJE 7G4k A NF-kB BE -5 DNA 45 4% % 1Y «B ¥
FNE5 G JE SRR YT 5 e FAARE BN A O 2 K]
i 53 TEAILAAR 1) SR B8 IO 285 L AR S I B 4 7y A
JEPE T BT EE/ER™ . VEGF 2401 T 1L N
B A, BE AR S i i 2H 2 100 A6 PN A 4 1 B R I
A B K 22 I AE T T ) I 1 B, PRSP LA
MuE%E . VEGF A Szt Co LR I AR B, 55 5 O 1)
FREE VI . AWFFRESRAE/R Cyp A NF-kB .
VEGF [ figZ 54 HpeE R A L. B,
fER : PCI AR W] S BUEAR 2 DR BEHCRE 24 1., I 7T 4
P IR, BETICR RE A T, 1% Cyp A \NF-kB . VEGF
K 5 [m] Bt o P A0 0 R OGS A I A% N
T R EL 40, IR N B A R 2, RO i R AE A
5, I 84ME Cyp A NF-kB . VEGF T, £
& Logistic 1] 5 73 #r 45 S & 7~ , Cyp A.NF-«B,
VEGF 4 CHD & # PCI A J5 8k 2% 1 il 37 f& s A
%, E/KF-1 Cyp A NF-«B . VEGF 1] #5147 IfiL 4 )
SRR /N, S0 ST T LA M MR | If A P A A
M5 B % k. ROC |l 2R 4 B R
Cyp A NF-«kB } VEGF /K- Bk 4 i il CHD ¥
PCI AR5 PR AS B BEURREE AN AUC i T B0, 4
78 AN I Cyp A NF-«B ;2 VEGFE 7K - I 4 15
CHD #5345 PCIA 5 P37 BN 3L R o

Z¢ I, FPG . LDL-C , TC , LDL-C . Cyp A .
NF- kB . VEGF & X 4L H 12 /& CHD £ % PCI R J5
RS A (A ST fE 6 LR, b AR JE Il Cyp AL
NF-«B & VEGF 7K -3k & I 7T £ 55 % Ho 12
VNI
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Her-2 %5 1 .PG I M SemadD 5 A TE B mHE VP #
ik Bl AR 2 X

Bk RIHR*

(# ZE] B /b1 Her-2 H 13 B & FUEG)E 1T (PG- 1) B4l 2848 K 5 0] I F 4D (SemadD )
EEEERAS P IIGE LR E L, Ak BEI2014 4F 10 A F 2016 4F 1 H T L HIER o5 —Ht
J& B B 3 ZARTRF ARG 100 (] 5 95 283 W8 fB R 10 B w4 20 B 55 10 18 RS I 200 O B I A R 5%
EHHR . P4 Her-2 25 H PG Il 2 SemadD i H /K F-FRiA 25, 404 Her-2 25 H \PG I 2 Sema4D
HE SRR SEY C R R Logistic B 43 8152 10 B i 84 UG A LR IR, &R Himd
Her-2 1 \PG Il J¢ Sema4D % [ PH £ 3R 35 5 340 55 T 55 1E W 414, 25 5 396 S22 78 L (P<0.05) .
iR B AR (=5 em) A EFREE (4040 ) JTNM 20 8 CIT A~ IV ) bk R 455488 () B34 19 Her-2 PG T J¢
SemadD 2 [ A PH A 25 R T 5 (P<0.05) o IR A AL RE BE L TNM 43301 bk B0 25 7 % Sl 5% i 18 3 T
Ja HEAE I BLR 3R (P<0.05) o logistic 8 HT45 3 Won , B I PR B LR TNM 20 ik EL 45 e B
¥ Her-2 PGl .SemadD & [ /& 52 M BB 5 TS &6 I 2 (P<0.05) . 4538 Her-2 & [ .PG I &% SemadD
I B R A 2 rh 5 R RAS AT A TN S i A TS 1) 0 b R RN R AT I TR R A

[X#2i7] Her-2#1; PGIl ; SemadD &1 ; B4l

Expressions and clinical significance of Her-2, PG II and Sema4D in gastric cancer

PENG Qiang, YU Changjun*

(Department of General Surgery, the First Affiliated Hospital of Anhui Medical University, Hefei, Anhui,
China, 230022)

[ABSTRACT] Objective To analyze the expressions and clinical significance of Her -2, serum
pepsinogen [I (PG-1I ) and axon growth guiding factor 4D (Sema4D) in gastric cancer tissues. Methods 100
patients with gastric cancer treated with radical surgery in this hospital from October 2014 to January 2016 were
selected. The gastric cancer tissues and normal gastric mucosa tissues adjacent to the cancer were collected as the
gastric cancer group and the adjacent normal tissue group. The differences in the expression levels of Her-2, PG
II and SemadD between the two groups were compared. The relationship between Her-2, PG Il and SemadD
and clinicopathological parameters was analyzed. Logistic regression was used to analyze the risk factors
affecting the prognostic survival of patients with gastric cancer. Results The positive expression rates of Her-2,
PG Il and SemadD in the gastric cancer group were higher than those in the adjacent normal tissue group, and
the difference was statistically significant (P<0.05). The positive expression of Her-2, PG Il and Sema4D was
higher in patients with tumor diameter (=5 cm) , degree of differentiation (low differentiation) , TNM stage
(stage M ~1IV ), lymph node metastasis (yes) (P<0.05). Tumor diameter, degree of differentiation, TNM
stage, and lymph node metastasis were the single factors that affected the prognostic survival of patients (P<
0.05). The logistic analysis results showed that the tumor diameter, degree of differentiation, TNM stage,

lymph node metastasis, and Her-2, PG Il , and Sema4D were risk factors affecting the patient’s prognosis (P<

EAME 48 B RAF AL 850 8 (1608085MH215)
Ve ln . B ER KT S — W E LM § i s, ek, 402 230022
*BAEVEE A G142, E-mail : tikaox771117@163.com
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0.05). Conclusion Her-2, PG Il and Sema4D are highly expressed in gastric cancer tissues, and can be used

as molecular markers for predicting the prognosis of patients with gastric cancer and potential targets for tumor

treatment.

[KEY WORDS] Her-2; PGl ; Sema4D; Gastric cancer tissue

ageit, e 5 980 e R0 e R e — &
AT NECRIE 30 TN UL HE TR AR A
R, I W B A I 0 R R bR
Y ERY, BT, CARZAH RS AR
2% K A F 32 A& -2 (Human epidermal growth fac-
tor receptor 2, HER-2) | & %5 [ Jiff JiL (Pepsinogen,
PG) . #ill %€ 5 7] A 4 A F 4D (Semaphorin 4D, Se-
madD) X § 2 W A — @ M. HER-2 /&
— ool 55 Ak 22 B 53 W DR 5, FE MR ) kAR R R
Ok FECEEER . PG R —FRH LB A, 3
B PGI ) PG L, Horb PG T 5 1 S 2 0 72 A7 85
AR, SemadD 8 1 HA {2 SE bR 5 A A
AIPE T, 24k A N K A4 K - (Vascular endo-
thelial growth factor, VEGF) J&5 , X —{i¢ Ifil & 8 4=
Fo AL Her-2 85 H (PG Il & SemadD & H7E H
T A AU I 2R8I IR B Sl AT 408, B AE
BRI S 5 B, AR o

1 ABSHE

11—k

TE I B B K 22 5 — B R BE 2014 4F 10
H Z 2016 4 1 AWGAR 100 1 B8 E . WARR
#E: OFF A (AR B ILIR) ) S 9 1912 Bibn
e @B 50T 3 A YRS 5 HALIGIT ; O
i 55 B 52 3% @ JC HAL T L R . HEBR bR
W - DA I s 55 B # s @ = A N I A i
PUERE QA IR M s @1 7E HoAth Wk i
A OB IR R R AN E . 5 68, &
32 4], S JAES (55.21+6.37) % WUAE R E 10
A g 55 (R B ALY 5 em D ) IE# 4R 2UE
h B LAV 57 1R W I . AR A B L 24 AR
PRZ G i L, 2 E s R R OB AN
.
1.2 Jrik

SR FH T I A 28 W BRE VA A L7 PG T, R B =8
JERFRIDK I 3 mL, HUEEE 0 5 LL-20CIR 7. S5
IR L3 LA 37°C IR AL , [ B B PG T iU
&, SR IR F) 28°CHT, T G B AR v S, IEE

IR EHRAT , VAR A~T IR, K S0 AR BT AR {3
A3 e HoK o PG IR &0 [ LIV FE AR W)
BH A BR A H]

K B 3% A1 Ak Y o 3k K I Her-2 25 .
Sema4D E H . Pt A HER2 55 B P&k SRt
N SemadD H1 5 [ B 44 349 W) T i M 30 80 A= R
F R A R W A b e S A
FeARA BRI 349 7 A Fie BeOAS: 0) 3, B 45 3k
AT o BHE 0 0 A o 2 i 22 240 B I S5 5 240 A v
B B o sl A € Uk, R 2 Sk B . PH
A M ) BE Y - <5% N 0 43, >5%~25% N 1 4,
>25%~50% 1 2 53 , >50%~T5% N 3 43, >715% N
457 s P BRI R Qe 0 43 IR B Al 1
Oy KRN 200 KRB Ak 3 4y . YL dR Ek=IH
PR 20 M EU 0 S+ G 5 B PE S . Y8 H>3 4
S PHE G B R 5h<3 43 DI . BH M e =FH 1 )
B A Ex100% o

JT A A AR B e i A s U BB
1257 AT A 5 AR BT L BT B 2 R DTS5
W BRE T,

1.3 GEileFhik

K H SPSS 22.0 BAF AT S8 15007, 1 HECR R
Phn(%) 3% AT @ K56, 520 5 9 28 % U AR A7
I fE B R 2R DA Logistic [ 4341, DA P<0.05 R 22 5%
Gt FE .

2 #R

2.1 W4 Her-2 511 .PG Il }% Sema4D # [ 421k
1500 HeAs

H 96 4 Her-2 85 H PG Il & SemadD % H FH
RIRRYLE TS IEWAHSNY , EZRWA5 T
EX(P<0.05), WK1 K1,
2.2 Her-2 % H PG Il } Sema4D # -5 Ilfa A f 1
SRR FR

JiEE EAR (=5 em) AR EE (4316 ) . TNM
S CHL~ IV 5]) k45577 () & 1Y Her-2
PG Il } SemadD # [ 1Y PH P 3% 18 R 0¥ 5 (P<
0.05), W2,
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£1 FHAHer2EA.PGI K SemadD EHRIXIERLE (n(%) ]
Table 1 Expression of HER-2 protein, PG Il and Sema4D between the two groups [17(%) |

Her-2 PGl Sema4D
21 5 n
FH A RS FHE [iREs FHPE [iRis
B 100 86(86.00) 14.(14.00) 85(85.00) 15(15.00) 89(89.00) 11(11.00)
Ji 55 10 AU 100 11(11.00) 89(89.00) 6(6.00) 94.(94.00) 16(16.00) 84(84.00)
71 - 280.060 293.625 287.665
P1E - <0.001 <0.001 <0.001

LA TSR U AN AL “*"’;-v’vA o WY
A R Her-2 2 £ 55 IE H AL S 363K s B oW Her-2 B (AR AL LU W R1L ; C A PG I #9855 IE W 414U (W &3k ; D B PG I #£
FE LI NEEE 5 B SemadD 7R 557 15 F 40 93535 5 F oA SemadD 3 FAFEFE L 20 YK

E1 BEALD Her-2 HH. PGl K SemadD EAEE AN L EE (SP,x500)

Figure 1 Immunohistochemical staining of Her-2 protein, PG Il and Sema4D protein in gastric cancer tissue (SP,Xx500)

#x2 Her2ZEHB.PGIl K SemadD EASIERFESHMER [(n(%) ]
Table 2 the relationship between HER-2 protein, PG I and Sema4D protein and clinicopathological parameters [ (%) |

HER-2 PGII SemadD

RIS noowe om0 PE w pw A PE pwe g A P
(n=86) (n=14) (n=85) (n=15) (n=89) (n=11)

AR <50% 50 44(88.00) 6(12.00) 0426 0514 43(86.00) 7(14.00) 0107 0744 44(88.00) 6(12.00) 0107 0,744
=50% 50 42(84.00) 8(16.00) 42(84.00) 8(16.00) 45(90.00) 5(10.00)

5 B 68 60(8324) 8(11.76) 0.882 0,348 59(86.76) 9(13.24) 0.519 0471 61(89.71) 7(10.29) 0108 0742
7 32 26(81.25) 6(18.75) 26(81.25) 6(18.75) 28(87.50) 4(12.50)

Jied B AR <5ecm 30 20(66.67) 10(33.33) 10935 0.001 19(63.33) 11(36.67) 19,854 0.000 21(70.00) 9(30.00) 0.835 0,002
=5cm 70 66(94.29) 4(5.71) 66(94.29)  4(5.71) 68(97.14) 2(2.86)

AR 1&&6}4& 63 61(96.83) 2(3.17) 96,779 0,000 58(92.06) 3(4.76) 1096 0275 60(95.24) 1(1.59) 17,804 0.000
FiE Al 37 25(54.05) 12(32.43) 27(72.97) 12(32.43) 29(78.38) 10(27.02)
TNM 4 T~ 75 70(93.33) 5(6.67) 63(90.67) 7(9.33) 74(98.67) 1(1.33)

MY~V 25 16(64.00) 9(36.00) 8590 0.003 17(68.00) 8(32.00) 01290023 15(60.00) 10(40.00) 8825 0.003

NS A 72 69(95.83) 3(4.17) 38,126 0.000 67(93.05) 5(6.94) 15743 0,000 70(97.22) 2(2.78) 96,656 0.000
g 28 17(60.71) 11(39.29) 18(64.29) 10(35.71) 19(67.86) 9(32.14)

2.3 s B R ROE UG A A B R R AT ARG R MAET RS B . R, 344k

Bt 7 %5 RE s 100 ) 5 R R AE TS 41 B, FUMORE R AR R TR A OE I 4 T AR A o R R
7% 59 ], 56 T2 R N 41.00% , 11 1% % 59.00% . BIILI7 K Bi)G B A7 B 8% S . Saiyin % A B
I AR o AL R CTNM 203 S5 78 A, BB i &6 5 Her-2 1 (PG 11 ¢
S0 R S AR AE B R (P<0.05) L, 4E S . SemadD 1R /K A 55, HER-2 & —Fp 2 AT
PO AR 52w SR BUE A AF BRI R (P>0.05) . TETERIESIREE A, JE T VEGE KR 5t o AR

L33, RS T HER-2 AR FRE JE G IRZS , 575 HER-2
2.4 W E R ARE RN Z R E T EAMKARERILS, 25 T HE LKL DNA G

logistic /AT 25 5 W < Modd B4 e RE g . R, A A S A0 N o IR 1k S A BT e
TNM 38 k4554 &% Her-2 PG Il .SemadD &5 JRHURA T, HER-2 3l 5L 80 H 5 R 1A K, S8
2638 2 0 S 8 2 S IO FE B R (P<0.05), 4 A TS 38 5 5 S b, JEC e T 200 e 7 2 < 3
W4, B FE A T A, [ A SCER R |, Her-2
A AT 20 R T AR B e R A AT L A

\‘ \A
3 ifie A 0 2 v LA AR T, R O 0 U B
E R SRR B R A EES IR,
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x3 PMBEEEVEEFNERRSN (2(%) ]
Table 3 univariate analysis of prognostic factors in patients

with gastric cancer [1n(%) ]

A 3 5 i e 6| st g

W% " (=50)  (n=ar) AP

AR <50% 50 26(44.07) 24(58.54) 2,026 0.155
=504 50 33(55.93) 17(41.46)

451 5 49 27(45.76) 22(53.66) 0.604 0437

I 51 32(54.24) 19(46.34)

RHZE < 30 27(45. 3(7.32
iR B A% 5cm 30 27(45.76) 3(7.32) 17,096 0.000
=5cm 70 32(54.24) 38(92.68)

SALTRE P 63 53(89.83) 10(24.39)
&5k 37 6(1017) 31(75.61) 4.4410.000

TNM A T~ 75 56(94.92) 19(46.34)
MY~V 25 3(5.08) 22(53..66) 30-440-0.000

MBS G 72 55(93.22) 17(41.46) 32143 0.000
fH 28 4(6.78) 24(58.54)

x4 PMBEEREVEEFNSARSN
Table 4 multivariate analysis of prognostic factors in

patients with gastric cancer

AR i OR i 95%CI P

Jib9Rd B 42 (=5 em vs <5 cm) 2181 1.817~2.960 <0.001
IPALEERE (IR0 fE vs R s 01k ) 2125 1.605~2.813  <0.001
TNM M (TT+IVI vs T+ ) 2572 1.865~3.548 <0.001

WRELZEFERE (B vs T0) 2.330  1.778~3.054 <0.001
HER-2 35 (FHE vs BAE) 2444  1.772~3.371 <0.001
PG I %3k (FHE vs FIHE) 2401 1.775~3.247 <0.001

SemadD ik (B vs ) 2.565 1.896~3.468 <0.001

PG Il J& —Fh & F s I ETA, & BT B 2 A
LUF AT, 5 1 R I A8 A7 B e AH O |, fig
HEAE R 20 0 W B s AL U PR L. SemadD
K HJ& T Semaphorins % , B A fe #0815 A&
HEAE T, ZB0F5E i 7, SemadD £ 7E ML 9
A MR B RS A T I R AR T AR, R
WA A2 FLR i S S i A 2 P 2
FIRRE . AW LR BIR Her-2 PG Il &
SemadD i [ 7E B 4121 rh 0y PH M 3R G8 2m T
SRR S, 5 IR SR o7 45 A — 3, i — A
{EEE T Her-2 . PG 1T 2 SemadD & [ & 5 2 ik /K F
B n) R BRI AR 1 R A o IR AR (=5 em) 41
R EE (K046 ) TNM 23 89 I~ IV 1) bk L 2
¥ () B 1) Her-2 \PG Il }% SemadD #& FH 19 FH
PR IR R, 5 R B A 2 R 4 R —
™, 3 Her-2 \PG Il 2 SemadD H H £ LS
BEWHESHAA —E XK,

SRR 7, Her-2 PG 1T & SemadD & [ 5
T 9 AR SRR SR U T DL AR AR G

RE® S5 TMWRMELELEE, =HREKEE
i) 5 15 98 A8 S 0 W S AR PG T K
SemadD & [1 357K 5 M R 225 A ¢, &
W e 2B PR R B S S 9 FAR B
AT 5 Logistic [0 1540 #7 45 5 & | o B 4E o
LR TNM 43 bk EL 45 5% 88 I Her-2 PG 1T |
SemadD F 4 F 35 ¥k 52 K TS A9 ST K
HE X 5 —380, i — 2478 Her-2 PG
1l } SemadD & 13 i 2 5 Mg 40 M 1) o34k i 1
FEG RS 5200 15 98 2 I R 25 ) o

Zi Pk ,Her-2 451 PG Il }2 Sema4D %5 F 7F
B AL 20 o m R IRRAS , = F R IR KRR
VE A PEAR 5 98 B35 UG AR AR 0 2 1 hs 25 90 R b
VAT VAR A

£ 3Lk
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PCT.N% .WBC.CRP fEfifill - A I F R GBI
SRS B s PEAL R v

AL Knrk I FRE*

[# Z] BA % PCT.N% . WBC.CRP K & G HE 5 0% (PPROM) [ 3 I & 45 B R F IR
(CAM) W2 W B W5 WAL th i R o 73k A0 AR R 22 5 = B B e 2010 4F 2 % 2021 422 J
WA 19 145 5] PPROM 35 (BFFE2H ) L) R R ISCIA 1 49 B E w2 7 2840 (fdt BT B ZH ) 9 D Bk, 44l
WFIT A A 5 5+ & CAM 43 R 3t & A (78 B1]) , A FF K 41 (67 1) 5 43 BURZIN X Hb = 4 A B 4 /NS P 41
JEL 1 40 B4 (WBC) | MR 4B L 61 (N% ) . C v 2 1 (CRP) L B#45 2 i (PCT) /K 3F ; 5k F ROC i
R4 PCT \N% . WBC ,CRP %} PPROM 4 3 & CAM 1 70032 Wi 4 {8 5 K60 % e 5 % 41 58 5 A B it
KBt 48 /NEF (62 4] ) PCT \N% WBC .CRP /K F-, &R 34 N% . WBC /KF-25H :N% . WBC /K- Jf
RAEH>AI R > BT IR, 20 W) 22 52 e it 22 2 L (P<0.05) o 3 41 PCT .CRP /K255 . I R A4
TR I R RE 2H A T BR A, 21 0] 25 5298 e i2 3 L (P<0.05) 5 AT 2 21 At J o B AH A L, 20 (7] 25 5%
TG it ¥ X (P>0.05), PCT.N% . WBC .CRP #J% CAM ¥4 i2 Wi i/ 1 (P<0.05) , {H PCT .N% . WBC
B SR RRAG . AR BB AR B2 A BT 48 /NI PCT \N% L #5 , 22 R R 48124 & L (P>0.05) , WBC .
CRP /K ¥ 1 & & T ABH, ZR A %% 2 X (35 P<0.05), i PCT.N% .WBC.CRP Xf T
PPROM £ 4 3 & CAM 4 A 2 Wi (i, v 1E M1z 2 B & I IR 2 Wi ZE W46 4%, vl T LB 37
A7, FEAT KT v W30 b 2

[E8ER] M AgIEEG hEER L] C N s RS ZR I AL H BRI SLEREERR

Application of PCT, N% , WBC, CRP in the diagnosis and prognosis evaluation of pa-
tients with premature rupture of membranes complicated by chorioamnionitis

CHENG Chunhua, ZHANG Panpan, GUO Yan, LI Genxia*

(Department of Obstetrics, The Third Affiliated Hospital of Zhengzhou University , Zhengzhou, Hennan,
China, 450052)

[ABSTRACT] Objective To explore the application of PCT, N% , WBC, CRP in the diagnosis and
prognosis evaluation of patients with preterm premature rupture of membranes (PPROM) complicated by
chorioamnionitis (CAM). Method A retrospective analysis of the medical records of 145 PPROM patients
(study group) admitted to our hospital from February 2019 to February 2021 and 49 normal term pregnant
women (healthy control group) admitted during the same period was performed. According to whether there
was concurrent CAM in the study group, they were divided into the concurrent group (78 cases) and the non-
complicated group (67 cases). The number of peripheral blood white blood cells (WBC) , the proportion of
neutrophils (N% ) , and C-reactive protein in the three groups were tested and compared within 4 hours of
admission. The ROC curve was used to detect the predictive diagnostic value of PCT, N% , WBC, and CRP in
patients with PPROM complicated with CAM. The PCT, N% , WBC, and CRP levels of patients in the

concurrent group were tested and compared at the time of admission and 48 hours after admission (62 cases).

AR IRAL P B B AR R (B A3k 5E) A (2018020216)
A A AN R Z WG BB 5 AL, W, RN 450052
*EAEVEH  FARE, E-mail : ligenxia@163.com
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Results The levels of N% . WBC between three groups: concurrent group >non-concurrent group >healthy
control group, and the differences were stastically signifcant (P<0.05). The levels of PCT ,CRP between three
groups: concurrent group were significantly higher than those in non-concurrent group and the healthy control
(P<0.05) ; Compared with the healthy control group, the PCT and CRP levels of the non-concurrent group
was not stastically signifcant (P>0.05). PCT .N% ,WBC ,CRP have diagnostic value for CAM (P<0.05), but
the specificity of PCT, N% and WBC is low. There was no statistically significant difference in PCT and N%
of patients in the concurrent group at the time of admission and 48 hours after admission (P>0.05). The levels
of WBC and CRP were significantly higher than that at admission, and the difference was statistically
significant (P<0.05). Conclusion PCT, N% , WBC, and CRP have diagnostic value for PPROM patients

with CAM, which can be used as clinical diagnostic biological indicators for this type of patients, and can be

used for prognostic evaluation. The higher the indicator level, the worse the prognosis.

[KEY WORDS] White blood cell count; Neutrophil ratio; C-reactive protein; Procalcitonin; Preterm

premature rupture of membranes ; Chorioamnionitis

X EH IRIEEBY (preterm premature rupture of
membrane, PPROM ) 78 22 i AN & 37 J&] Il 7= mij i
B R, Rl R e LR Z—, T
JUTT & 6 B2 A D 4 B B ng MR L o R A ik
24, 0 i A Wy el O A 0 B AT R AR TR R 4k
T %% A 98 B 2 i 48 (chorioamnionitis, CAM )™,
CAM 43 A IIfii R L CAM ., 41 21 2% CAM (histologic
chorioamnionitis, HCA) '?', Ifif HCA — % S~ JC 55 5k
I R 26 B A G A WF5E & I HCA 5 B2 W 1
PNAEAE R 1A ok U2 A B 28 P IR SR A 58 4 Y
RSB S LA R B8 T B A kR
4, AL IR A WP T R CAM (subclinical chorioamnio-
nitis, SCA)™ [ — H i BUAEREL Jy I K CAM
W2 B B P R e W, BB X RE B AR T
f& 5 1M 228 HCA PRI RAT R, 4 R 3 Jon
T PERTIS WA RE X DL S R B, S AT I HLAE
. HHTEA X A PPROM Jf % CAM (4
5C HFE AR T —, 3 W DL A bRz Wi i o
g HAS A, 5o PR 40 9 1 451 (neutrophil% , N% )
FH T 2580 1912 W i G A 90, AR BIF 50K R 98 A
211 it %% (white blood cell, WBC) \N% .C J% i % [
( C-neactveprotein, CRP) . [&45 2% i (procalcitonin "
PCT) VY371 15 b5 78 PPROM fE # I & CAM HY12 K
LHUE VRS A

1 BEREFHE
1.1 — s

T AR M A 27 55 — B I = e 2019 4F 2 H &
2021 4 2 H %) 145 {5l PPROM H#1E I WFIE 4L, 1K
PEHIE R I K CAM 43 W K 4L (78 1)) (R IFF A4

(67 f51) , IF-1EH 49 4] [F] WA WIA 1 1E 5 2 H 22 a4k
g X IR . e If & 41 2 PPROM 3 & CAM
B R4 (30.91£3.9) %, 22 5 SF- 2 (33.43+
3.26) J , B 5 F- 44 (162.48+11.89 ) cm , 1 i £ -
(73.52+5.76 ) kg ; K I & 415 PPROM H# F- k& CAM
HE AR T (31.1024.64) %, 2 JE -4 (33.69+
3.38) J& , B -1 (161.39+£9.98) cm , 14 i 1 -
(72.43+5.88) kg ; fdt FE X i 41 47 Ji] °F- 44 (38.23 +
0.44) J& , B & F 14 (162.36+7.96 ) cm , {4 5t & F- 1
(72.51+5.08 kg,

P AARUE : DAEIR 18~45 %, BFFE2H 246 A 1
124 HL i PPROM; @ A B i 3 81 JC bt 2E 2 (8 H
s BEAE TEWA L IR T s B ABE S H A HE
ATERE s @2 A T0 I PRI 5 00 U O B
DL B PRI 45 W UR A 9 & AE ; T8 )™ 5 N B S
FARMME R4, U5 R AR A, A —
FE R R RIBRE T s ©IG IRBORHE 8 o HEBRBRUE :
2 A2 5 I BB 41 s & | B al 5 s
B M B QFEEZ RN T 48
OFFEEFRARR . AR5 ATA B3 K8 28
TR, ARG T Z: 51 b
1.2 ik

PPROM 2 Wibr "™ : O & F VA7 76 B i
VR AD B I s @48 B A 4 A UL SN A TR
i 5 S BEIE B ; % B AR F /K
@I R K254 8 19-1 (insulin-like growth
factor binding protein-1, IGFBP-1) il & FH4:

R HL CAM 2 Wibr ifE™ : BRI 5 i 45 V) B A
FEAE R — B LT A 5 > & DA N2 it
R E R
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I R CAM 2 Wids ™ : QA2 IR IR AR T
38C; @NiRO e M 2R A0 R IG R @4 14
WBC # i 15x10°/L ; @B 43 P 50k O T 5
= UEEER . O5Q~@FF— i [F i LI AT 2
Wi A CAM .

WBC N% .CRP ,PCT K55 777 : ABE 4 /NEF
SKAE NI ST FR K IAL 5 mL B ABUEEE , 5434 3 000
r/min, &0 (484 10 em) 5 min, BUALT , 2% FH 0 Fi
BC-6800 4= [ 2y Ifil % 20 il 73 B A A 7 1 240 Jfd 1 5325
PRI I3 N% . WBC 7K ; 2R 3% i CRP-M100
R B 1 A A3 T AU T G 2 F5C AT b b A ) ot
CRP /K ; K R /R 2 NRM411 4 [ 314k &G
FEAUAT LA 22 RGN L7 PCT /K-, 57 A
HESAE T ST 5R A R B 2370 AU

o B IRCRE RGN« 14 00 43 0 e IO IR 4
FEST 11 J81 3 2040 3 emx3 em, 1T 10% FP JE [ 52 5%
A AL HE 2R AR AP A A

ZEIA A B2 PPROM Ji Y- b4 %o bR AR L
U)W I A AR 0 RO R TR A A T
PRI 43 W) S 75 76 5 R, PR R AN B 3 9147
BUA: Z TR YL, 22 <35 75 4T 6 mg Hh ZE K
WL, R 20, 2 4 Wk, DR G Il B, 2 BIRG O
BTy AT B Mk . AR ERA RS, G

JUE 0 B R 3 R 45, ST B2k IR, R P R
PN B E 43 =
1.3 SGiit¥ ik

K H SPSS 25.0 Gt 4R A b AT 54 o b L oF &
PRl (2 +5) F 7R, PCT<0.02 (0.02 A K6 0 A BRAE )
2 0.01 PEATHHE A o 2 4LiE) R R & %
G #E— 2D TR LR ¢ K 5, SR I ROC il 2k
4% ¥t PCT .N% . WBC . CRP %} PPROM Jf: &k CAM
TN R, A P<0.05 £R 25 AH G 2# 5 L,

2 HR

2.1 341 PCT.N% .WBC ,CRP /K-

3 20 N% WBC /K45 : N% .\WBC 7K F-F K&
IiE 41 >R I & A > R X R AL, W) 25 S B G i)
7 X (P<0.05), 341 PCT.CRP /K455 . I %
i 21 7R T A I i A R A R X HR A A ) 25 S B
B G2 7 L (P<0.05) 5 A I & 20 R i B X6 BE 21
AHE, A 22 g it X (P>0.05) . W3R 1,
2.2 PCT.N% .WBC.CRP %} PPROM i # Jf &
CAM [ FN 2 Wi (i

45 B R ,PCT \N% ,WBC ,CRP ¥J % CAM
2 Wi (8 (P<0.05) ,PCT N% WBC %5 57 & ¥4 45
ik WFk2 K1,

®1 3ZHPCT.N%.WBC.CRP /KFELLE (x+s)
Table 1~ Three groups of PCT, N%, WBC, CRP levels (x £s)

219 n PCT(ng/mL) N% WBC(10’/L) CRP(mg/L)
It kA 78 0.08620.19 80.45+7.08 12.17+3.43 20.35+33.97
KIF KA 67 0.029+0.08° 75.2011.48° 10.17+3.19° 4.23+3.66"
{5 X HE 4 49 0.010+0.00° 68.56+16.26™ 8.50+2.20" 4.9+6.672"
F1H 2.372 0.210 -3.617 -4.135
P1H 0.020 0.001 <0.001 <0.001
1 5 R AR P<0.05, 54 & M ,"P<0.05,
%2 PCT.N%.,WBC.,CRP Filli2 B i+ & 5> #7
Table 2 Analysis of predictive diagnostic value of PCT, N%, WBC, CRP
Ko 06 2% SR AR AUC SE i 95%CT cut-off i EAREE I R PRSI PiE
PCT 0.741 0.042 0.658~0.824 0.015 0.453 0.684 0.769 <0.05
N% 0.675 0.045 0.586~0.764 78.60 0.309 0.632 0.677 <0.05
WBC 0.691 0.044 0.604~0.777 12.29 0.293 0.447 0.846 <0.05
CRP 0.742 0.042 0.658~0.842 15.33 0.395 0.395 1.000 <0.05

2.3 PPROM H #E I & CAM A Bt K A B 48 /)N
iif PCT \N% ,WBC ,CRP /K- L #5455 1

I3 62 FIEABE 48 /NERBEA PRGN Ay
Mro B IFULERE AR X ABE 48 /N PCT N% LR,
ERICGF 7 L (P>0.05) , WBC .CRP /K -1 i

e AR, 225 A GEH L (P<0.05), W33,
3 i

PPROM T =B} PR T AE Hh , HAZ Wi Hp AH X fij
PR E Y2 G R L SRR 5 AN L R
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y HIZR U
B o4 /f — WBC
g — N%
. — CRP
0.2 — PCT
B,
0 0.2 0.4 0.6 0.8 1.0
1-45 5
Bl 1 ROC HiZk

Figure 1 ROC curve

%3 PPROM #£#H¥H X CAMIBITHIfE PCT.N% . WBC.
CRP 7KF (x+s)
Table 3 PCT, N%, WBC, CRP levels before and after
CAM treatment in PPROM patients (x +s)

PCT CRP
2H ]
A " (ng/mL) N% WBC (mg/L)
BIFHABERT 62 0.09£0.21 80.7£7.04 12.02+2.89 19.73+35.83
A3y 2
AIFALABE 62 0.18+0.50 79.48+12.05 13.66+4.16 36.7+40.1
2 KRG
18 -1.09 0.68 -2.54 -2.45
P1E 0.279 0.496 0.013 0.016

I A, § 3 CAM JF & LR B, T
PPROM Jf & CAM W3, K& 7342100 SCA, Tt H]
WIGREI, FEURYTCTE i &8, A 2 H 4243
¥ T ) LA, 2R AR T LB TRk
B RO &R, SR T 80k A R A
IR HIZ2 W PPROM S 2 A5 & CAM, I S B 2¢
IREER , AT 2 4R T = LA AR BRI R IR &
it o (AZHO2 W NS FURBRTE, infraEK
NREEFR 75 RSO A2 W45, Herp =F ok 4
G TR A R ER I, sk 8l & A AR N I & AE , H
B REFR T — I AR 25 5, 5y iR 2 IR i
(] , 111 i 2o 2L 0 A Ja 7™ i TP B A2 W, A7 JE
Jat, TovE TR IZ W B R R
RZFEI2 W R 9 PPROM Jf % CAM 1 W i 45
B RIS R 22 i PR 28 (A 438 D A B Ak 2
5 AT AT AEAF A AN R A5 ) | XE LR i —
T8 4512 Wt PPROM A & Jf & CAM, A 5 65 %t
PPROM f& # S fdt B 2 H 7= 10 (%) 1L 35 PCT . N% .
WBC ,CRP 7K F-#EA Tl , #4858 HoXt PPROM £ If
% CAM 2 W EL R T 1A

A5 25 7R LA 48 F5 1T H F PPROM
O & CAM [ 15 PPAG T, 905 Bk 22 0] 48 B 7K
SR . R HIRE N, PCT M FEES K (CT) Rk,
J& TC PR I PE RS R AR, IE RO B AR C
2t W] 77 A B DB PCT AR P R 2 L B P

2 9 MR, W) PCT K- A0 &) i 5 A% 40 Jif B2 5 s
A B S5 R R, IF HUFIE T A2 20 58 1 R o
B, IR AT KA L 3 W PCT B A ML, B PCT 3%
AR T LR G ™ AR A OC . A S 4R
WML A A R S 2 4 /N RT A HE PCT, i JK
Ye=6 h H.<12 h i} PCT 0] ik {E , - 8 24 H
24~30 /B, A B G R S sl HE S, PCT Wk B ok 4k
R 2t — D YRS LU= 5, PCT Wk B
D2 A R BR AR UL AR R A o Y L R
PCT T IMLAE ™ FE 41 A Jak G A5 5 o W il v /)12
Wi vk 7 5 RAE , IR AR S PCT 7K S % I e 1 5 0 Bt
AR HEARERIEMN. CRPM A T4 T
IL-6 1EFH T A B0 20k B A B 1 88 1, 2 I IR 5
FHARAE [ B2 Wi b , 1EH RS N ALK IMLYE CRP &%
D, M ARZ B ERYS SMG e 25 S SO
BT, I9E CRP KPS B B, AT Foh /2
FETHE=5 mg/L, B2 48 h 24 /KR 216 (E ;5
ARG RAEAT LAFE I, WK P AT R B a] py PR
PR 2 TE AR ETE . WBC \N% T Ilfs PR A I 2% e
r e R 3 PG I A, LA A i ) U L (H
Ao R WBC N%RE SR8 24, b % 31 Hifth
PRI 22 R, A A RRE 55 L 2% 5 A 57 45 SR A
T, B R ] WBC L N% 7K 5F 6 i K Bt 32 e
PPROM J& 57 & CAM.

HETM 182, PCT \.N% . WBC ,CRP %f J- PPROM
BF IR CAM B EAG WA, rTE R R 2 W
PPROM Jf & CAM TCAI £ W48 b , 18 T I IR
HHFL W CAM I KI5 73097 1 B B 3 2 i L
P 3% 1 )5 , {5 R{E A PCT \N% . WBC X H 5 S 1
AL, TG B X CAM 2 WG ; [6] I5F PCT . N%
WBC . CRP 1] | 7 PPROM ¥ % CAM i & i )5 +F
Ay, 00 8825 DU 8 A K P s

SE
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A G2 E X (P<0.05) . RBC [k N i fL(AUC) K 84.7% , B Wi {5 4 4.70x10™/L, RDW-CV AUC A
74.6% , BEWT I 0 14.25% . 8518 /N)LHBFE H IDA 21 40 i 2 8000 A0 SR A0 B A8 A e 3% 53, AL A0 S 8k
RBC J RDW-CV XJ/NJLE2 T3 57 F 4 IDA H— @ %02 Wi i
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The value of red cell indices in diagnosis of the mild thalassemia and the mild iron
deficiency anemia in children

YANG Zhe', HUANG Bin', SU Weina', LIN Fen?, CHEN Chaoqing', WU Jianpeng', LIN Weihao', XIE He',
YANG Liye*™

(1. Department of Pediatrics, Chaozhou Central Hospital Affiliated to Southern Medical University, Chaozhou,
Guangdong, China, 521021; 2. Central Laboratory, Chaozhou Central Hospital affiliated to Southern Medical
University, Chaozhou, Guangdong, China, 521021)

[ABSTRACT] Objective To summarize the hematological characteristics of children with mild
thalassemia and mild iron deficiency anemia (IDA), and to evaluate the value of erythrocyte parameters in the
differential diagnosis of children with mild thalassemia and mild IDA. Methods A total of 158 children with
mild thalassemia in Chaozhou Central Hospital from February 2013 to March 2019 were selected as the mild
thalassemia group, 100 children with mild IDA as the mild IDA group, and 215 healthy children as the control
group. RBC (red blood cell count) , MCV (mean red blood cell volume) , MCH (mean red blood cell
hemoglobin) , MCHC (mean red blood cell hemoglobin concentration) and RDW-CV (red blood cell volume
distribution width) were analyzed by blood cell analyzer.PCR+ diversion hybridization was used to detect «
and 3 thalassemia genes. The optimal screening indexes and cut-off values of each parameter were determined
by ROC curve method. Results RBC: mild thalassemia group > control group > mild IDA group; RDW-CV:
mild thalassemia group > mild IDA group > control group; MCV and MCH: control group > mild IDA group >
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mild thalassemia group; There were statistically significant differences in RBC, RDW-CV, MCV and MCH
among these three groups (P<0.05). The area under the curve (AUC) of RBC was 84.7% and the cut-off value
was 4.70x10"/L, the AUC of RDW-CV was 74.6% and the cut-off value was 14.25%. Conclusion RBC and
RDW-CV are valuable in the differential diagnosis of children with mild thalassemia and mild IDA.

[KEY WORDS] Erythrocyte parameters ; Children ; Thalassemia; Iron deficiency anemia
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BE PRSI Ay b 2812 D7 v B B TR TR T2
T /NLEE LA 5 i A o /N LB B 1 A i 4
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IDA 2141 il Z: B, DU i e S5 0 25 1) 46 A M2
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1 ARSI

1.1 ERER
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Be JLBHE B K 112 e A 2 L (R AU 3R 4 )
158 4], 52 IDA [ L (32 B IDA 41) 100 1] K 1112
ARG XL UL I ) f B L EE (6 B4 ) 215 4, 4
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it FH 0 M B A Ak 2 A BR 2 Wl B B0
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2.1 A4S E R LR
RBC : 2 Bl 57 20 > X%f R4 > 4% JiF IDA 4, 22

A 83t 4 & X (P<0.05) ; HGB . MCV . MCH }
MCHC : X} BR 4 >5% 5 IDA A>T %5 20 , 22 A
it 5 L (P<0.05) ; RDW-CV : 5 5 1 27 4 > %
JZ IDA 4H>X B4, 22 R A it 24 L (P<0.05) .
W21,

F1 RENME BEE IDA BN RARKTRRIEESHERER (v2s5)

Table 1 Comparison of clinical data and erythrocyte parameters between mild thalassemia group , mild IDA group and control

group (x+s)

415 n MM B/A)  AFEK(F) RBC(x10%L)  HGB(g/L)

MCV (1) MCH(pg)  MCHC(g/L) RDW-CV(%)

RRIMTTY] 158 88/70 2.648+0.220 5.306+0.052 101.436x1.113  60.980+0.662 19.035+0.226 314.611+£3.283  16.886+0.268
B IDA 4 100 52/48 2.274+0.227 4.394%0.060° 103.310£0.886° 73.096+0.787* 23.905x0.339* 325.800£1.676° 15.041+0.350°
XTHRZH 215 128/87 2.953+0.181 4.676+0.026" 122.670+0.602* 77.616+0.342" 26.270+0.175* 339.349+0.758* 13.387+0.078"

2IFAE 1.618 2431 103.494 200.764
P1H 0.445 0.089 <0.001 <0.001

269.596 260.338 46.040 109.976
<0.001 <0.001 <0.001 <0.001

0 SR B AT AIAH HE, P<0.05; S BIHZTAIAH FE, °P>0.05; 5423 IDA 4HAH I, <P<0.05,

2.2 BRTUM AT LR I 45

B2 o Ml AT ARG HY -5 A PR A R R B
Hi A% A H TVS-T1-654M (C>T)  CD41-42M | 17TM
(A>T) .-28M(A>G) .EM .43M (G>T) } IVS-1-1M
(G>T)7 PRI, W3R 2,

F2 158 BB RBILEEE S
Table 2 Genotype distribution of 158 children with mild

thalassemia
Byt J Y n F (%)
2 o HiFE _SEA 92 58.23
IVS-TI-654M (C>T) 28 17.72
-28M(A>G) 5 3.16
17M(A>T) 9 5.70
BB HIFE EM 1 0.63
CD41-42M 21 13.29
43M(G>T) 1 0.63
IVS-I-IM(G>T) 1 0.63

2.3 A ZTY] ST IDA 41 ROC 24

RBC & RDW-CV AUC>70% ; HGB . MCV ,
MCH . MCHC } (RBC+RDW -CV) 4§ AUC #J <
50%. LA 3 A 1,
®3 AHEESEINNLREM TR ZE IDA E3SHNME
Table 3  Evaluation of erythrocyte parameters in differential

diagnosis of children with mild thalassemia and mild IDA

ZH FWHE fBURE F7 5% AUC(%) Youden $5%X

RBC(X10%L)  4.70 0.872 0.730  84.7 0.602
HGB(g/L) 116.50 0.087 0.940  44.4 0.027
MCV(fl) 86.40 0.013 1.000  14.8 0.013
MCH (pg) 11.20  1.000 0.000 17.8 0.000
MCHC(g/L)  355.00 0.000 1.000  34.0 0.000
RDW-CV(%) 14.25 0.918 0.545 74.6 0.464
RBC+RDW-CV 0.007 1.000 154 0.007
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Figure 1 ROC curve of mild thalassemia VS mild IDA
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Influence of inflammation level on emphysema and bone mineral density in patients with
chronic obstructive pulmonary disease

WANG Yu, ZHAO Yong, XIONG Qimin

(Department of Emergency Medicine, Fuyang Hospital affiliated to Anhui Medical University, Fuyang,
Anhui, China, 236000)

[ABSTRACT] Objective To explore the effect of inflammation level on emphysema and bone mineral
density in patients with chronic obstructive pulmonary disease. Methods 106 patients with chronic obstructive
pulmonary disease who were treated in our hospital from December 2017 to February 2021 were selected as the
research subjects. All subjects underwent a chest spiral CT examination. The patients were divided according to
the percentage of low - attenuation areas in the lungs in the examination results. Divided into 3 groups, 42
patients with low lung attenuation area percentage <l10% are non-emphysema group; 38 patients with 10% <
lung low attenuation area percentage <30% are mild to moderate emphysema group; 26 cases of lung low
attenuation area percentage = 30% were severe emphysema group. The bone mineral density and inflammatory
factor levels of the three groups of patients were compared, and the lumbar spine bone mineral density and

serum inflammatory factor levels of patients with different lung function grades were compared, and the
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correlation between vertebral bone density and emphysema and serum inflammatory factor indexes was
analyzed. Results The femoral tibial density, femoral femoral bone density T value, lumbar spine bone
density and lumbar spine bone density T value of the non-emphysema group were higher than those in the mild
to moderate emphysema group than in the severe emphysema group. The comparison of the data between the
groups was statistically significant. Significance (P<0.05). The serum C-reactive protein, NLR, and the ratio of
platelets to lymphocytes in the non-emphysema group were lower than those in the mild to moderate emphysema
group than in the severe emphysema group, and the difference was statistically significant (P<0.05). The bone
mineral density of the lumbar spine in the pulmonary function class Il group was higher than that in the
pulmonary function class ll group than in the pulmonary function class IV group. The comparison of the data
between the groups was statistically significant (P<0.05). The proportion of serum C-reactive protein, NLR,
platelets and lymphocytes in the pulmonary function group Il was lower than that in the pulmonary function
group Il and lower than that in the IV group, and the difference was statistically significant (P<0.05). The
results of correlation analysis showed that there was a strong negative correlation between lumbar bone density
and the percentage of low-attenuation areas in the lungs, C-reactive protein, NLR, and the ratio of platelets to
lymphocytes and other serum inflammatory factors (P<0.05). Conclusion The level of inflammation in
patients with chronic obstructive pulmonary disease is correlated with emphysema and bone density. Bone

density is negatively correlated with emphysema, and is related to the increase in the level of inflammation in

patients. Therefore, clinical prevention and treatment of related indicators should be strengthened.

[KEY WORDS] Inflammation level; Chronic obstructive pulmonary disease; Emphysema; Bone

mineral density
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The incidence of mosaic trisomy 9 in prenatal diagnosis and pregnancy outcome
LI Xing, PAN Liyuan, WANG Ting, LIU Shu, LU Jian*
(Guangdong Women and Children Hospital, Guangdong, Guangzhou , Guangdong, China, 511400)

[ABSTRACT] Objective To analyze the clinical and genetics of mosaic trisomy 9 in prenatal
disgnosis at second trimester, in order to provide the basis for genetic counseling. Method The results of
karyotype analysis of 26,913 cases of prenatal diagnosis of amniotic fluid in our hospital, from January 2016 to
June 2021, were retrospectively analyzed, and the clinical manifestations and pregnancy outcomes of mosaic
trisomy 9 were analyzed. Results 10 cases of mosaic trisomy 9 were found, with an incidence of about 0.4%o.
Among them, 9 cases underwent chromosomal microarray (CMA) at the same time, all of which indicated that
were trisomy 9 mosaicism. Further ultrasound examination also found that the fetus had varying degrees of
abnormalities. The indications for prenatal diagnosis of 10 mosaic trisomy 9 fetuses mainly involved the
advanced age of pregnant women, high risk of Down screening and high risk of non-invasive prenatal testing.
After consideration, 8 cases chose to terminate the pregnancy and 2 cases chose to continue. Conclusion It is
recommended to use chromosome karyotype analysis and CMA to confirnl further the prenatal diagnosis of
mosaic trisomy 9, as well as ultrasound, so as to provide comprehensive and accurate informations for prenatal
genetic counseling.

[KEY WORDS] Prenatal disgnosis; Mosaic trisomy 9; Pregnancy outcome
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Table 1 Detection and pregnancy outcome of mosaic trisomy 9
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The value of cerebrospinal fluid HBP, LDH, B2MG levels in the diagnosis of children
with suppurative meningitis

BAO Ru*, LI Yongfeng, CHEN Ying

(Department of Pediatrics, The Second Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450014.)

[ABSTRACT] Objective To explore the diagnostic value of cerebrospinal fluid heparin-binding pro-
tein (HBP) , lactate dehydrogenase (LDH) and B2 microglobulin (2MG) levels in children with purulent
meningitis. Methods From April 2018 to April 2021, 128 neonates with central nervous system infection di-
agnosed and treated in the Department of Pediatrics of the Second Affiliated Hospital of Zhengzhou University
were selected. Among them, 66 children with purulent meningitis were in the suppurative group, and 28 chil-
dren with tuberculous meningitis were in the tuberculosis group. 34 children with viral meningitis were in the
virus group, and 42 children with non-central nervous system infection during the same period were selected as
the control group. The levels of HBP, LDH, and B2MG in the cerebrospinal fluid of the four groups of chil-
dren were compared. The ROC curve was used to evaluate the diagnostic value of the levels of HBP, LDH,
and B2MG in the cerebrospinal fluid in children with purulent meningitis. Results Comparison of HBP levels
in the cerebrospinal fluid of the four groups of children: the control group <the virus group < the tuberculosis

group < the suppurative group, the difference was statistically significant (P<0.05). Comparison of LDH and 8
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2MG levels: the control group <viral group <the suppurative group <the tuberculosis group, the difference

was statistically significant (P<0.05). Pearson correlation showed that cerebrospinal fluid HBP was significant-
ly positively correlated with LDH and B2MG (r=0.534, 0.567, P<0.05). LDH was positively correlated with
B2MG (r=0.884, P<0.05). The ROC curve results showed that the AUC of cerebrospinal fluid HBP, LDH,
and B2MG levels in children with purulent meningitis were 0.976, 0.733, and 0.737, respectively. The sensi-
tivity and specificity were 95.5% and 86.5% for HBP, and 90.9% and 62.5% for LDH.  2MG is 90.9% ,
61.5% , the sensitivity of diagnosis is high. Binary Logistic regression analysis showed that the values of HBP,

LDH and B2MG in cerebrospinal fluid are all risk factors for poor prognosis in children with purulent meningi-

tis (P<0.05). Conclusion The diagnostic value of cerebrospinal fluid HBP in children with purulent meningi-

tis is high, while the levels of LDH and 32MG are highly sensitive to the diagnosis of purulent meningitis in

children, but the specificity is low.

[KEY WORDS] Suppurative meningitis; Cerebrospinal fluid; Heparin binding protein; Lactate dehy-

drogenase ; 32 microglobulin
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Table 1 Comparison of the levels of HBP, LDH and 2MG

in cerebrospinal fluid between 2 groups (x +s)

2151 n HBP(ng/mL) LDH(U/L) B2MG(mg/L)
Xt B2 42 3.24+1.02 22.2+4.9 2.06:0.44
TR 34 8.12+3.84° 30.425.8* 2.62+0.48"

Lkl 66 58.02+20.85"  40.3%6.2" 3.48+0.62"
Y 28 16.42+5.28"  48.6£7.4™ 4.12+0.68"
F1E 191.818 133.289 95.700

PA{E 0.000 0.000 0.000

SR AL R, P<0.05; 5 R 4L FL 38, PP<0.05 ; S5 1k ik 4l e
B P<0.05,

2.2 %% HBP .LDH . B2MG AH M43 Bt
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Figure 1 ROC curve
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Table 3 Univariate analysis of prognosis of children with

suppurative cerebrospinal fluid [7(%) ]
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<16.38  38(70.37) 3(25.00)
HBP(ng/mL) . . 8.589 0.003
=>16.38 16(29.63) 9(75.00)

<34  35(64.81) 4(33.33)
LDH(U/L) 4.025 0.045
=34 19(35.19) 8(66.67)

<283  39(72.22 5(41.67
B2MG (mg/L) ‘ (72.22) ( ,") 4125 0.042
=283 15(27.78) 7(58.33)
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Table 4  Logistic regression analysis of prognosis of children

with suppurative cerebrospinal fluid

LEES e e 1 4 BXp
e B S.E A Wald{ti A B) 95%CI  P1i

HBP 1964 0.730 7.231 1 7.125 1.703~29.811 0.007
LDH 1.406 0.707 3.952 1 4.078 1.020~16.301 0.047
B2MG 1.396 0.693  4.055 1 4.040 1.038~15.724 0.044

%2 [N HBP.LDH.B2MG 7k 34k B 14 A B ¢ 58 JL A9 IS BT (&
Table 2 Diagnostic value of cerebrospinal fluid HBP, LDH and 32MG levels in children with suppurative meningitis

TiH AUC FRifER P{E 95%CI A FUE EFEHL TR e
HBP 0.976 0.012 <0.05 0.954~0.999 16.38 ng/mL 0.820 0.955 0.865
LDH 0.733 0.039 <0.05 0.657~0.809 34U/L 0.534 0.909 0.625
B2MG  0.737 0.039 <0.05 0.662~0.813 2.825mg/L 0.524 0.909 0.615
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ABCG2. VEGF & miRNA-23a 5 ZLI 9% AT [l i) i
R AR 2 A B S

AR kY FAE OE4ARN AR

(# Z] BK MR ATPE G E A E KK G bt 2(ABCG2) | 148 P K 4E K H F (VEGF)
J 47N RNA-23a(miRNA-23a) 5 ZLIRE AR G RIS bk D255 MR, ik WHUREE 2018 4F 6
H 2 2020 4 10 A YA B 79 BIFLARIEATTHR 1A AR B BN BIFIT 4L, o AR A B Ltk LA L R 3 43 i)
(FeRedl) , AR PE MBI bk AR 36 6l CREERSLL) , J) BEH RIS T (@ BERAS (1 49 Bl e A 5L R
FXF AL, #4524 ABCG2 \ VEGF & miRNA-23a A 00 & 1 i 5 LR 21 20 B BES B0 5%
2, HZ R TR (ROC) , 43 ABCG2 , VEGF & miRNA-23a X FLARIE A S5 R AT ke
HER T, R WF5T4 ABCG2 . VEGFE BHM: 5 Z ] i = 14 IR, miRNA-23a 7K V- B AL+
Xt HRZH , 2% A Siit2 25 L(P<0.05) . FF%2H ABCG2 . VEGF [P 255 R W i T AR HH4 4 , miRNA-23a
IR AR T REERS AL, 22 RIA G35 L (P<0.05) o GRS 1 ~ 1% ABCG2 P ik 8 B #A%
T, miRNA-23a K75 T M3, 22 7 B0 e 038 L (P<0.05) . ROC Mi& 4 i 45 s
ABCG2,VEGF } miRNA-23a = F B4 F LA A S A8 _ Lk B 455500 ROC T 4 (AUC)
N 0.737, W1 T4 0 AG I (P<0.05) . 4518 ABCG2.VEGF ik 5 , miRNA-23a #3k T F FLIR
FE ARG R Ik LSS5 R AT PR, I _E 3R DR 1] B 7 L LR AR TR L 25 5 B O I 15

[£$iA] ABCG2; VEGF; miRNA-23a; FLARE; [RIONEE itk 25565

The relationship between ABCG2, VEGF and miRNA-23a levels and ipsilateral supracla-
vicular lymph node metastasis after breast cancer surgery

LIU Pingxian, ZHANG Hao*, WANG Zheng, LI Weihan, LU Jiatuan

(Department of Secretory Gland Surgery, Nanyang Central Hospital, Nanyang, Henan, China, 473009)

[ABSTRACT] Objective To study the relationship between the levels of ATP - binding cassette
transporter, superfamily G member 2 (ABCG2 ), vascular endothelial growth factor (VEGF) and microRNA -
23a (miRNA -23a) and the ipsilateral supraclavicular lymph node metastasis after breast cancer surgery.
Methods The clinical data of 79 patients with breast cancer undergoing radical mastectomy admitted to our
hospital from June 2018 to October 2020 were selected as the study group, including 43 cases with ipsilateral
supraclavicular lymph node metastasis (metastasis group) , 36 cases without ipsilateral supraclavicular lymph
node metastasis (non-metastasis group ). In addition, 49 healthy persons who had physical examinations during
the same period were selected as the control group. The expressions of ABCG2, VEGF and miRNA-23a in
each group were analyzed and the relationship between the above factors and clinicopathological parameters of
breast cancer tissues was analyzed. The receiver operating characteristic curve (ROC) was drawn to analyze
the value of ABCG2, VEGF and miRNA-23a in predicting ipsilateral supraclavicular lymph node metastasis
after breast cancer surgery. Results The positive expression rates of ABCG2 and VEGF in the study group
were significantly higher than those in the control group, and the miRNA -23a level in the study group was

significantly lower than that in the control group, the differences were all statistically significant (P<0.05).
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The positive expression rates of ABCG2 and VEGF in the metastasis group were significantly higher than those
in the non-metastasis group, and the miRNA-23a level in the metastasis group was significantly lower than that
in the non - metastasis group, the differences were all statistically significant (P<0.05). In addition, the
positive expression rate of ABCG2 in clinical stages [ to Il was significantly lower than those in stage III ,
and the level of miRNA-23a was higher than those in stage Il , the differences were all statistically significant
(P<0.05). The results of ROC curve analysis showed that the areas under curve (AUC) of ABCG2, VEGF,
and miRNA-23a in predicting ipsilateral supraclavicular lymph node metastasis after breast cancer surgery were
0.735, 0.728, 0.727, respectively, and AUC of the three joint inspections was higher, which was 0.737.
Conclusion The increased expression of ABCG2 and VEGF and the decreased expression of miRNA-23a can

promote the ipsilateral supraclavicular lymph node metastasis after breast cancer surgery. It is speculated that

the above factors may be the target to prevent lymph node metastasis after breast cancer surgery.
[KEY WORDS] ABCG2; VEGF; miRNA-23a; Breast cancer; Ipsilateral supraclavicular lymph node

metastasis

SRR SR R IR H UL A — Aok e, 2
AR R FET R ARE . FLAR IR A AN B, (5
FORIT AL, 5y R A S R AR 250 ki i 25 F 2
aE L H P EA IR g e R BB E UG
ANRMEERERZ " G R HE R, W2 tEA
(R BE B b bk L G52 B S A R 3 e, o L P A
e O Efak S . AMEHRIEAZ B RTIG ARG YT
FLARIEE R 27, PTA R BRI A, B 1k s6a 20
JL 85 ARATY A o R R A7 AT & AR b R
535, A I P L bk L 45 5 RS A W A2 B G S
P AR FHOCHESY 2B, ATP 45 & ik iz 2 1
R G 5t 2(ATP-binding cassette superfamily G
member 2, ABCG2) . Ifil & I Bz 4= &K A 5~ (Vascular
endothelial growth factor, VEGF) A {3 /]» RNA -23a
(miRNA-23a) % [N 52 5 ZUIE A A R R RRTT
PG RREY B T H S 2 A S R -
Wk CL LR 10 O R ARAE E Ry /D UL o XF I, A 5K
% ABCG2 \VEGF 2 miRNA-23a K-V 5L I A
Ja [ AR R . BHRETT .

1 AHSHE

11—k

PERUA BE 2018 4F 6 H & 2020 4 10 A WA 1Y
79 I FLARIRAT ARG R B E G N A . AT
b : T A A G A2 Wb e s @ AR
PIRIEZ LYY PUEAL SR YT s @R AR 2= TR
TR e AEIR>18 %, H L T AR RIE .,
HEBR AR UE : O BUA R ; @G I M P A FR G
PR s @A IO LB S R R TR ; @R
TFARHE

79 B34 R Lok F BRI R (53.98+6.28) %
PERMN B bk 255 43 B (e R 4) , R fE
[N B Lk L2558 36 Bl CREER L) . Jik
B[] 39 1 A7 4kt B AR G 114 49 9] 4kt B Lo P A S o) R
2,3 (52.78+5.71) %, 5 H R LB 25 57 o4
1228 L (P>0.05) . ARWFIE L B B R 22 e PR DL
St 2 A E S R .

1.2 Jrik
1.2.1  S-P Ak (k460 ABCG2 . VEGF

F A bt A\ ABCG2 i fEhifk bt
N VEGF Z s &Pk EERF Pt A 2= -1l 5
Ak W g i 4 (SP) G200 & B 2 1 il S — s BRI
S 2 RN &, Y AR N R AR R
FRARAH

PRASHERS T AR VIR A5 BR AL 21 28 A% AR IR
bR 8, A7 MR, 4 wm 722 Y) S B K
fbo i S-P Ry 44k e 575 %) ABCG2 . VEGF &
RIS ok A R BRI B AT . —
P BT BT PBS (R iR 55 22 mil) iF 7408 .

el SO Y i E T B R e NS e A LR S 19
FIE . BHPEQIEE 50 k.0 43 JTCFHPE4E 5 1 49
FHPE 20 9 <10% 52 43 : 10% ~50% 3 3 43 : 50% ~
5% ;453 :>75% o YETREL 00, Tofh; 1 40, 1%
W25 KRG 3 4 AR A, BB BiR
2 WPEAr A . BHE : S B4r>4 4y
1.2.2 7St B PCR K iill miRNA-23a

WL T ARG O B2 TR 4 H 23 IRl sz
3 mL A JEFE ki, L 4 000 r/min Z.C> 10 min, 73 55
M3, BT -20CIRRIRAF . e 2 RNA $2EUA 7
UL PP B RNA , 7K e 2R FH A3 606 BE T



£ 1902 - A TRRWrSIA TR 20214E 11 #5134 5118 T Mol Diagn Ther, November 2021, Vol. 13 No. 11

RNA W& 520, WOGREAE 1.8~2.1 Z Al A] jl T /5
S Sk . miRNA-23a ZX 0 FE S [ i 514 . 57 -
CGTCGCTACATCcAGTAGCATATGCGACGCTIC
-CAGT-3", JZJ% &1 :42C 15 min, 85C 5 s5,4C
10 min, JZ R P29 B F-20C1# 1% . Wl SYBR
Green 1Q-PCR i 71| & K I 52 B} %¢ 56 %2 7 PCR.
miR-23a: #5314 (F) : 5 -ITTHCAGA CCCCAG-
GCAG-GCACA-3'; MiF5[#1(R) : 5-TCCATCAGC-
GTCAA-CACCATCA-3', ARILBHELL 34, K
FH u6 FEPE R NS B SN E 3 UK, PCRGIR
Z47:95C 3 min;95C 12'5,62C 40 s, £ 40 MG,
1.3 Giilrik

K H 83t 84 SPSS 22.0 #4743 Hr L, TR W
BERL (3 £5) FoR AT ek 39 5 THECH R, n (%) 3
7N AT K56 s R ROC Bk 53 # ABCG2 . VEGF
S miRNA-23a Xf FL 9 AR S5 [0 F ke 2
BB BANE , LA P<0.05 22 34 G0 it X,

2 #R

2.1 X} R4 5 W15 41 ABCG2 ., VEGF 2 miRNA -
23a FKIXE O LR

WF5t 41 ABCG2 . VEGF BH 1 25 ik R i & T
Xt HEZH , miRNA-23a 7K B @A T4 B84, 22 571
AGirE L (P<0.05), WE1.K1,

®1 XHRASH A ABCG2, VEGF & miRNA-23a Rik
EREE [n(%), (xxs)]
Table 1 Comparison of ABCG2, VEGF and mirna-23a
expression between control group and Study Group
(n(%),(x+5) ]

Ml n ABCG2 VEGE miRNA-23a
BHPE [{ERES FH 44 Bk

g4l 79 40(50.63) 39(49.37) 46(58.23) 33(41.77) 1.32+0.13

XTHEZH 49 8(16.33) 41(83.67) 9(18.37) 40(81.63) 2.44+0.21

iy 15.186 19.608 37.303

P1H <0.001 <0.001 <0.001

PN

ik,

B1 #&EALEERE (SP,x400)

Figure 1 immunohistochemical staining (SP, X 400)

22 MU 5 K ¥ H ABCG2. VEGF }
miRNA-23a FIRL 5 B L4
R 41 ABCG2 ., VEGF [H 1 15 R 01 it &5 T
KR, miRNA-23a 7K V-] AR TR A, 2
YA EE X (P<0.05), WK 2,
F2 HBASKEBE ABCG2.VEGF K miRNA-23a
RIZBREE [n(%), (xs) ]
Table 2 Comparison of ABCG2, VEGF and mirna-23a

expression between metastasis group and non metastasis group

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

A n ABCG? VEGE miRNA-23a
BHPE B P [5k¢s
HRU 43 28(65.12)15(34.88) 36(83.72) 7(16.28) 0.43x0.08
KEEFLA 36 12(33.33) 24(66.67) 10(27.78) 26(72.22) 1.16x0.12
i1y 18 7.919 25.213 32.256

P 0.005 <0.001 <0.001

2.3 ALl PR 9 B 2= 5 3L B s B B ABCG2
VEGF } miRNA-23a 35150
ATEAERS g H e H 2R 25 K i g 2 Y

B L IR 988 B % ABCG2 . VEGF M2 miRNA-23a %1k
i 22 F RG22 B X (P>0.05) . AR R 5
W% FB % VEGF PH I 238 R i 25 5 4 it 2
B (P>0.05), K5 1 ~1 3% ABCG2 [
PEFR AR B FEMT M, miRNA-23a /K& T
M E, 225 WA S E X (P<0.05), WK 3,
2.4 ABCG2.VEGF } miRNA-23a X} FL i AR 5
[ A 15 9 EEL 5 7 A 1) T 441

ROC [l £ 5r #r &5 2 .7~ , ABCG2., VEGF X
miRNA-23a = F & 10 2L e A5 R0 a8 -
M EEEHE 2R ROC T i FL(AUC) 4 0.737, B
R T IR (P<0.05) . WL 4 &1,

3 Wig
Xt FLRE R IS RS [ B
SRR 1 S P R A R e FLRR TS A KL

FEAR o DI AT AT 8T ATy S8 5 R bk L 4 A 7S
S PR TARE RTE MR
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#&3 ABCG2.VEGF X miRNA-23a 53LEREIRKRESHAIXER (n(%), (v£s) ]
Table 3 the relationship between ABCG2, VEGF and mirna-23a and clinicopathological parameters of breast cancer [1(%) , (x+s) ]

I P9 B T n  ABCG2FtE  ,fH P VEGFMME: {5 P{i miRNA-23a ,fH PfH

AR (%) <50 45 21(52.50) 25(54.35) 1.36+0.11
0.658 0417 0.307 0.580 0.864  0.391

>50 34 19(47.50) 21(45.65) 1.34+0.09

AR <3 43 18(45.00 23(50.00 1.18+0.07
MR EE (om) (45.00) 005 0.088 (50000 871 0351 1349 0.181

>3 36 22(55.00) 23(50.00) 1.16+0.06

2R 26 22 Hif 34 17(42.50) 22(47.83 1.75+0.16
A&R BEEH] (_ 0.010  0.922 ( ) 1.030  0.310 0.265 0.791

425 )5 45 23(57.50) 24.(52.17) 1.7620.17

I P 43+ [~1} 58 20(50.00 36(78.26 1.25+0.11
k53 % ( ) 22.768  <0.001 ( ) 1.324 0250 30.308  <0.001

Il 21 20(50.00) 10(21.74) 0.51+0.03

iy A Al TS 42 21(52.50) 26(56.52) 1.37+0.12
RN 28 14(35.00) 0.098 0952  16(34.78) 0950 0.622  1.34%0.09  0.670 0.516

HAth 9 5(12.50) 4(8.70) 1.35+0.10

&4 ABCG2,VEGF & miRNA-23a Xt 2L IR 8 A f5 50§t
B KB EEBHINNE
Table 4 the predictive value of ABCG2, VEGF and mirna-
23a in ipsilateral supraclavicular lymph

node metastasis after breast cancer surgery

WmEF  HUERE FERE AUC 95%CI PiA
ABCG2 0.713  0.687 0.735 0.620~0.851 <0.001
VEGF 0.695  0.711 0.728 0.612~0.845 <0.001

miRNA-23a  0.651  0.628 0.727 0.615~0.839 <0.001
=HEBA 0.926  0.813  0.737 0.620~0.854 <0.001

1.0

h £ 5t
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= 0.6
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= 04
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[
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1 ROC #i%k
Figure 1 ROC curve
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Progress of research on exosomes in nervous system diseases

LI Huiling, ZHAO Linlin, WANG Yunan, SONG Ling, GUO Siqgi, ZHANG Jingyu*

(Department of Neurology, the Fourth Affiliated Hospital of Harbin Medical University, Harbin, Heilongji-
ang, China, 150001)

[ABSTRACT] Diseases of the nervous system vary widely in scope and are difficult to diagnose and
treat. Because prevention and prognosis of nervous system diseases remain poor, research into prevention,
diagnosis and treatment is particularly important. Exosomes are membranous bodies formed by a lipid bilayer
secreted by cells. They are involved in the immune response, inflammatory response, the occurrence and
development of tumors, and in clinical neurological diseases, such as Alzheimer’s disease, Parkinson’s disease,
myasthenia gravis, multiple sclerosis and glioma. This review summarizes the progress of research into the

correlation between exosomes and nervous system diseases in order to provide updates and more in-depth and

specific theoretical references for the prevention, diagnosis and treatment of nervous system diseases.
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