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Progress of research into the role of GNA13 in various malignant tumors
ZHU Weili', MA Jiwei*', ZHOU He?, DENG Chang’, XI Yue®, XIA Ming®, ZHAO Miaoging'**
(1. Department of Pathology, Shandong Provincial Hospital Affiliated to Shandong University, Jinan,
Shangdong, China, 250021; 2. Department of Pathology, Shandong Provincial Hospital Affiliated to Shandong
First Medical University, Jinan, Shangdong, China, 250021; 3. Department of Otolaryngology, Shandong
Provincial Hospital Affiliated to Shandong First Medical University , Jinan, Shangdong, China, 250021)
[ABSTRACT] The Ga13 subfamily is an important member of the G protein family , which is encoded
by the guanine nucleotide binding protein a 13 (GNA13). The GNAI3 gene participates in important signaling
pathways and plays an important role in many physiological processes, such as regulating tumor proliferation,
invasion, metastasis, and migration.The expression of GNAI3 in many human tumors is significantly
upregulated. However, the molecular function and clinical significance remain unclear. Therefore, many
researchers have focused on the biological functions involving the GNAI3 gene. In this review, the authors
summarize the progress and current status of GNA13 gene research in malignant tumors.
[KEY WORDS] G protein; G protein coupled receptors; Signaling pathways; GNA13; Malignant

tumor
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Figure 1  Schematic diagram of Ga (12/13) family pathway
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VT I 3 8 B A T R e A i )

3 GNAI3 5 ZfERMEMEBH X R

1E KB G i )G AN A, GNA12 il GNA13 #f
BIE B B A 35 T 4 20 e BUm L AL O RE 1
K1Y, GNAL3 5 25 ot i Z [ B G R
BCA T W58 &1 1 AR AR
3.1 GNAI13 5F.M70E

Rasheed %5 & B 7E FL AR 5 ', GNA13 BE &
GPCRs AH B AE 2 #E T E(E 5 70 i1 =, N
T BRI AR 2B AT RS . LR A0 R A
T GNA13 R IB KL MIZZE,GNAIZ S H 7
TN K R 1 s 53 I 5 PR 3 s ML s 3 o A/
RNA (microRNA , miRNA ) X8 1. miRNA 5 H
(Y HE A 1) mRNA B2 1K AR, [R] s o 2 P i %
ik, miRNA 5 4ifi%) 75 5% H AR 5L 3'-UTR 45 &
AL EH mRNA [ i oo 72 ol 2 (B R A2 2
i), e ZAM A B R = A R BT . SRS i 4 A
ASTA] U 98 40 GNALS3 Al 3654 3 8 2 58 it
miR-31 1] A J& 38 3k miR-182 Fl miR-200a P 4 .
[F] B F 5 IE B miR-31 EL 425 GNAI3 () mRNA 24
B, IF HIX Fhah & 252 0 GNA13 238 F L i g 4n
422, Vrba 251 % B, miRNA 23k 2 i RE % B
FFI R, Hid miRNA ] L 762 “Hus miR” &l
“Prpr IR A 1 iR T 5 — ik AR AT D e A i v
TETE R L SR 529, miR-31 78 g ik g vh 4k
FEAEEFL IR IE FLAEE 2R o DRI, o ZL R
Jer AL A AR P GNAL3 R AR E WL Al fE & 5
FEE X 3% S RE A 3L T miRNA 16 7 5 W6 1 &
&AM, miR-31 AU HEJE F GNAL3 I 3R15 AT g &
VPAR FL s AL AR AE A9 AT AT AR Wb i ) o

3.2 GNAI13 574 i

Lim %" % B Bk BH KT GNA13 £t & 52 IR i
A1) Ji 968 B 98 A0 AR B AN # . GNA13 il id Rho
GTPases &Z4EVEH , ALK Bl NF-kB #% 5% k175 5 /i 51
PR A A P CXCLS WY 2635 o TE 5B 1 i 51 1 i
YA R, K B VR N ) CXCLS ZKF 8 3 4
I o A i A A R S I R 4N A Y 3 A T
MR 32 T GNAL3 38 11175 5 4 K 4i i v
(%) VEGFR-2 51755 4 Mo A2 3 1 4 A= s CXCLI .
CXCL2 Fl CXCLA 755 i 40 A i 457 1) A2 1, i

s ORE ) ARG . S 80 IR A I T GNATLS %

RUTBR G , A2 1 A i R 2 K & 2 o Rasheed
TR AT AR v, AU AE R GNALS 1 & 2R
kT R 0 2 AR AT 4 R A0 B A 1A A1 i s T
R BHLS o AR E 1) miRNA 9 ] 551 31 6l
LnCAP 41 g ) miR-182 #1 miR-141/200a 7] $2 =5
GNA13 [R5 1o X X Se A 1R 28 . X 2%k
i UFE B GNA13 J2 ij 51 B 96 40 Jif = 2% 1) = 22 4y
. 1T GNA13 0] LL7E 4 i 51 iR 98 40 i LA e 2
Fofr B 9ed 240 O 114 B0 GPCRs 55 i AL [R) A4, PRt
iy o R AL AT BE 23 i B miRNA B R oK ok
P E R R R Ty k. R, g U
GNA13 2 H s B A I 7 32 614 12 W i 57 it g
HAEE/ER, L miR-182 25431 A bR k4T
BRI IR L E R
3.3 GNAI13 51

Xu 5558 i 5 246 B I BB & GNAL3 %
K 5 I R 9 BRARRAIE 1) ¢ 3R & 0 GNAL3 7 T 41
AUy 2 E RS 2Rl R B2 S EUH G, B
5 8 Z2 54 (P=0.004) \ TNM 4311 (P=0.002) F
BCLC 43 ] (P=0.010) , GNA13 % ik J& % {4 1 77
(P=0.014) F1 JCJ& A= 47 (P=0.005) [ 3l 57 T J
F., N T E GNAL3 X 98 41 i 48 5 F42 22 19
o, HOHE N7 T R 2 K3k GNAL3 1Y 4 i
HepG2 #1 SMMC-7721., S5XI R4 HH L, GNA13 [
1t F IR E R AME 3 HepG2 F SMMC-7721 41 Jif 1)
41 i 3 51 ; 12 283K 58 3E B, 7F HepG2 Fll SMMC -
7721 20 i 3555 GNAL3 £ ffi 4 i (= 22 g 1
FHR o Rt 2 Ak 6T I g A M A A DA
GNAI13 [ WA 15 5 & I GNAL3 HH EE A7
JHF 982 B4 200 Jf B HpoAG: 0 2] 1R 2 R
GNA13 BtEZRiA . [HIt, GNA13 J& Iy 205 i 72
A Ry R — AN R AT DI S e AR



- 550 - BTEWEIGITAGE 20204E5 H #5124 4551 T Mol Diagn Ther, May 2020, Vol. 12 No. 5

M) TS A s B, FE D& FEATAR VA TR I DI B R
JE B P b GNALS Y 8 Rk B R P R
(AT I A 2
3.4 GNAI13 5% Jm

Zhang % & B GNA13 (1) 18 ] LLAE HE B 8
(Gastric cancer, GC) 41 fifd it U P M58 . 7E GC
HAFAM T, GNAL3 Rk e, JfHYS
278 VER GC HE JE A2 B Fn R B AR A2 K% U AH
Ko M GNA13 (YR K K V-3 B, FL3E A2 1 /)N
B ) A4 R o A P T BRI MRS T 1, A T 3
TT GC 21 M A6 1A S0 FA P 1) 33 5 Fn S50 14 . A
FL2ZF, Mk GNAL3 3K BE A5 A a4 b 10 i GC 41
i e A SN FIAS P )38 5 N EURPE . GNATL3 7E GC
W R FEAVE R 9 20 F AL A $5 38 2 1 c-Myc, 306
AKT {5538 % # ERK {5 538 i , [/ 4 FOXO1
SRR O O | N R SR R g
(CDK) A2 fi G1 /'S 4fi A J&] 191 & A= 7 A4, ik i i)
5 40 Jfd JE 491 85 7 D1 ORI CDK 101 57 (p21Cipl FiI
p27Kipl) i~ . K, L p21Cipl Fl p27Kipl 55
VE R38R 0] LAXS GC 1Y 5112 Wy sl 33 32 2 1
DN 3 T 2R AR
3.5 GNAIL3 53 3B i

Rasheed % 2" & B 75 Sk 551 % % %5 (Head and
neck squamous cell carcinoma, NHSCC) H', GNA13
S 2 PE RS A R B9 A Pbn B8, i H GNAL3
TEAR AN FIAA P9 #8 AT 8 15 HNSCC 40 il 1 % A Fin
B 93 B2 4R A (Tumor initiating cells , TICs) Ffil ,
H3E 1 NFkB Fll MAPK {55 553 {2 i TICs F B
it 251 o A T W0 235 5 K SF GNA13 (1) il 1)
{RZBVEE S 5 MG ROV A &, FIET, 5-5
PRUERE (5-FU) , SAZEE, BI85 2R 5k y HL 25 4R 5 (IR)
A RN, 5K 5 GNAL3 40 J0AE LG, & 6k
GNA13 W2l = X T A6 97 A A Btk %
3K GNAL3 (1) 21 il rb BE 85 (o 75 H X — 26 254 (f31]
WMAEI 2259 ) M BORAE T 2~3 fiF . R GA
GNA13 4 21}t 5 7 1 FF 4 412 1 Bioeg % A= 0 & e
HFE 5000 />4 A R AT S 2R USSR o A8 /N
410 3 550 BEL ST GNAL3 1Y 3 15 ol it 26 Jife 3 8 1)
Fe3k, T LATHBR GNA13 5 5 (1 TICs R/, ffi J& 40
L BB 4 32 A UE (R A B B PEIR T o X BB R
GNA13 Xf T HNSCC 4f it 11 55 TICs 2 B AH 5C 1Y fr
BB LB . I, GNA13 {E i NHSCC
AR TS AR bR B, T4 GNAL3 5 115

AL T N BT TICs AR IR HNSCC i 24 14 2 1t
T, IR BT GNA 13 15 51 MAPK/AP-1
5 NFxB {5 5 3 [ , i S22 —Fh 51 % TICs % 1Y
Jiggg £E K FIE YT NHSCC T 257 A 5 mg
3.6 GNAIL3 Stk

A % F 0> B 4 Y (Germinal center B cell,
GCB) 2 U5 19 5% 12 14 K B 41 Jifd #k 2 9% (Diffuse
large B cell lymphoma, GCB-DLBCL ) J& — i i UL
FR R i RE . Muppidi %5 %& B GNA12 F1 GNA13
£ GCB 4l ffd b ¥ 4% 118, Hod L GNA13 [
B . WFSE S fE GCB-DLBCL 1 K6 kf A i
ZH L GNAL3 Fifis 2748 , GNAL3 Sl I LLFE s &
JE IR B 2% (mLNs ) PR T GCB 20 it A K p 3, i fe
Ikt AR 25 (PPs) U B /NI IEH . GNAL3 &
A F1 BCL2 HEHE LA K v] BB S 1 2878 28 H 7 GCB-
DLBCL 1 [/ B & A4 . £ I GNAL3 4 F1 BCL2
1 FER /N A Y GCB 2 it 55 H T A B A A
R, AZEP2RYS T2 T XF /)N Bl PPs Fll mLNs H
GCB i fu A= K i il 4, 251 T S1IPR2 i %3k
(R, T X 4 i 4 225K P2RYS 5 GNA13 #H
TEEE PRk 40 SR 40 i /> GNAL3 W G vE & 2 b A=
PRI o dmad DL S % BRI ) P2RYS 1] LA
iH F GNAL3 AR 4 145 728 >k 41 i) GCB 4t it i 24E <
IFAEE B 4L 7E GC 3 B 72 {7 . Morin %5 & B fe B
NAEN ) GCB H T 52— 26 R L R A2, HGE
FEAETHERTORT, TEHEA SRR RS Z T,
MHk= GNA13 B, 215 GCB i A MG . 4
W FEFSE % B0, GNA13 I SIPR2 5875 I 3= % UL T+
GCB 3k % ) GCB-DLBCL., % Z , GCB H' fiy
GNA13 1Y &1 bt an i 8 T, R iR 40 i £
2 B AR S, & AR 58 AR DT 7 AR I
Jag sl R ol K I P2RYS 14 A8 Ak 7K SF- BT LA
X} GCB-DLBCL 1 & A= i 81— iz Wi i i
3.7 GNA13 5

Grzelinski 25" % PLAE /N4 i Jifi 95 (Small cell
lung cancer, SCLC ) £ fd v, £ Bl 1 43 06 31 4 5 3
GNAI12/GNAI13 [ o FEARAPM S5, GNA12/
GNA13 B @ bR 56 2 bR 7/ B He9 B v,
J#75 SCLC 41 fifd 84 51 1Y) GPCRs 5 GNA12/GNA13
B, 53 Gq/11 B C-Ras- 41 i 4ME 5 085 9%
fiti 1/2 1 GNA12/GNA13-Rho 15 5 1& S 2% A
WG o e H A PR, GNAT2/GNAL3 #5015 T2 ik
1RZB MR AS S i 41 M 34 5, 1 GNAL3 1 = 8 7E
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SCLC W & 4F 35 /E ] . GNAL3 (1T & 23 W 410
il 44 P A B B4 A P B I8 R T GNAT2
GNA13 FEE 1 BN, 6 2 14 5 %) 0L T H f)
VE I e T 208 A= K Y 78 20 bR L X — IR M &
PE—2 T 52 % 1 GNA12/GNALS 5 516 %
J& SCLC H i A= K i e e 5 R 2
3.8 GNAL3 5

Gardner 55731 3] ) F 55 2 B, B g TR 1% 7
il 5 A — SO 1 i R P Y R A AR
FH B0 GNA13 7875 I 1 5 805 | R 1 ik i e
o0 A2 22 M RS P e AR T SR, AT R
TR IR G R . WRSTIEIA LPA 4553
T A s 200 L ) S B (EAS 0 SR EL 8 5, LPA 3 98 )
I % 5 200 M 179 12 28 M A A8 32 31 5 A 0 ) 5 1A
GNA13 Kk (4l , 3+ H shRNA 4~ 5 ) GNA13
DUERULIERH T LPA IR %) JB L8 40 e 3 4% 11 20
THIVEH . GNA13 &5 5 LPA A 3 1% [ R 9 i
1) o W3, B AL GNAL3 23 53041 i iE 7 32 3
P, 3 Sy R 1 L2 I B AL T ) JEL G

4 RE

GNAI13 7E AN B AE FHAL T AR 2 HAfRe, &
PEUE B 20 M A =28 R RS FNEE RS 1Y) E B
e BAR GNALS 1Y #0850 UL it e
YA, 91 H GNAL3 fir 2 5 5 2 A0 {5 510 5
Z — 4 j& RhoGEFs K% i/ 51, B4 75 iF— 25
WFFE LA 755 [ B GNAL3 2 5 g % 4% Fn ik 2 1)
WA PIBLE o AHAE 8 i AR 5T GNAL3 Xt 41 i )
BAGE A58 A0 M E AR T HE A0 AT RS S iR 2R
A FIU BTG 3 A R T B EL R A T 4y
FHUH, A AT BB — B TR IT R A
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AN RIRZ AR PRI G A H R IR e s A R A D 119
FLARIFSE

’%Q—El g’l«,‘/f%}zz —%f%j&S ﬁ%%“ /j:»}ﬁ'%:l‘s a\:l\i/_&;l*

(# ZE] BH BRI 75 A% B 4R O & i SR OSOR S W25 3L AR S S g =
PRI ORISR IS B AG . TiE WAk o Bl RURE IR T3 A% R 4 AR 4 0 FE AR B, 1 M 20
151 5 AL Hr 2 S AR g B il 48 S8 A MR A D A e 54 AT SR HRUEL RNA A EUA B, RT-qPCR
VIR 256 R R PRSI R I A RS Rl . BR8] @4 UR IR vk JEE R4 8 1) 22 e
A, b F R @ PR U R R A i fee 4o 73 © BlAGR @ 3 nlAG Y 4 40 BEAEARAS s 70 M SR AR, A
[7) i B & Pr 4R MO A% BRAE 9 4 5 IC & TR N [N ORFlab HE PR Ct {5 M ARn 2253\ o X S A%
RRVEAT R RT3, 45 2R W F iRl @ S ORI AG I i PHPEREAS B 22, LU Clifl &0 &8k R
S WG v =5 52 W0 B TRE DR R A R A B 45 2R, i ik 9 © A & b F AR B Pk R dc i, A K S
2 AR DL e R 1 A PR AR BB &

(R ] ARSI RE s IR G & 5 YERE AL

Comparative performance of nucleic acid extraction kits for the detection of

2019 novel coronavirus

MA Wen', ZHANG Weihong®, MA Yinglong®, XI Jing', JIN Zheyu'®, PIAO Wenhua '*

(1. Clinical Laboratory of People’s Hospital of Ningxia Hui Autonomous Region (the First Affiliated Hospital
of Northwest University for Nationalities) , Yinchuan, Ningxia, China, 750001; 2. Yinchuan City Center for
Disease Control and Prevention, Yinchuan, Ningxia, China, 750001; 3. Ningxia Fourth People’s Hospital,
Yinchuan, Ningxia, China, 750021; 4. Ningxia KingMed Diagnostics Group Co. Ltd, Yinchuan, Ningxia,
China, 750002; 5. Orthopedics Department of the First Affiliated Hospital of Soochow University, Suzhou,
Jiangsu, China, 215006)

[ABSTRACT] Objective To compare and analyze the detection capability of nucleic acid extraction
(NAE) kits for the 2019 novel coronavirus (SARS - COV -2) and to provide a reference for relevant
laboratories to select nucleic acid extraction reagents. Methods 6 different NAE kits for the detection of
SARS - COV -2 were compared in this study. 20 nasopharyngeal swabs were collected from 20 patients

suspected of having coronavirus pneumonia 2019. Total RNA was extracted from the 20 pharyngeal swabs

EAE2RAB . TEOKRABRELAHMAFNAL LB TR ERBER LA ELAEHE”EA
(2020BEG03023)
Ve 45 1. TREHR S EARER(GILRAKRFH—IEER)IERE SRS E PO, 7 2,401 750001
2. 8N TR IR TR 4524 s, 7L 4R 750001
3T AWMAA SR EWARERARFA, TH, 41 750021
4. FHARE FHBFT, TR, 41 750002
5.0 K FWE S —EREHA, R, 5 M 215006
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using 6 different NAE kits in preparation for RT-qPCR analysis. The comprehensive comparison was carried out

based on the nucleic acid concentration, nucleic acid purity, and amplification results. Results There were

significant differences in the concentration and purity of nucleic acids extracted by each kit. The highest quality

nucleic acids were extracted using kit F. After amplification, 4 positive specimens could be detected by all 6

kits. However, the Ct values and ARn were significantly different based on the amplification data of the IC

gene, N gene and ORFlab. The extracted nucleic acid was diluted and amplified, and the results indicated that

kit F detected the highest number of positive samples for nucleic acid extraction, followed by kit C.

Conclusion NAE reagents have a significant impact on the SARS-CoV-2 nucleic acid detection results. Kit F

had the best performance, followed by kit C. Therefore, different laboratories should pay attention to selecting

NAE Kits suitable for their research.

[KEY WORDS] SARS-CoV-2; Nucleic acid extraction kit; Performance Comparison

S A SRR B (2019 Novel Coronavirus, 2019-
nCoV) 5 LRI T 2 ALHs  JHfE 2R, [FEPR
BRI R 208 Hodi 44 O )™ E MR IR 255 ik e
R %% B 2 (Severe Acute Respiratory Syndrome Coro-
navirus 2, SARS-CoV-2) , Bfi 5 th 5 TLAE 41 210 #i
FCEE R 7 91, 3 B 1200 B 5 BURY B0 A 44 K
COVID-19(Corona Virus Disease 2019)""*', EZ 1.
A fi B 25 22 UK B R R R e RO B I R 29T R
Uy 2B 300 T S ST 9 O 8 i R A Tl E X R N
(Reverse Transcription Quantitative Real -time Poly-
merase Chain Reaction, RT-qPCR ) £ il 5t 75 56l bR
B RRAE 2 BOa T W Y R AR .
L T U %) 5 e 2 A% I A I 3500 22 A i 15e) 32 A
21 1ab(Open Reading Frame 1ab, ORFlab )& [H %
A< 5 26 11 (Nucleocapsid , N) 3 [K| 5 £ 5 25 11 (En-
velope, E)JE K Akl %5 42, [R] 0 #5447 P9 I P A
(Internal Control, IC) 3 [H, 52 X 5 A4 5 IR 9 23
P RZ R AN o A B e & BB et A% R A T 45 SR A
TEAR IR , 5 RS R AN AL, AN [6] ) G A
A G S RA BRI, LN 2% R
i 45 S0 R R AR 22, R4S 22 505 I 3 R OQUE
Aoz W50 1 Pk RE L {H SE PR b, R R 4l B R vk B AE
RT-qPCR £ i #2 o+ 73 B 2, R 36T H A
JIT EP B T L, A S 0 5 30 e WA AR © oo ) e bR
BEA% IR 4 B ) 6 ) SR AR L, Tb 5 AR IR 4 B
ROR S RT-qPCR 4 3 45 R FE S AL, 245 70 il 57
ERPERE, A A BERE BRI SR L S B AR

1 #RERE

1.1 FRACKRR
e AE 2020 422 A 15 H & 2020 4E 2 H 29 H
WA BE K T T2 19 20 1) 58 )87 A4 T IR s 25 Ja

Pe & 1 SR VR N bR A, 4% IR E Fe iz 2 4)
T A 2 S A S BRI, G 0 T BT 65T/K i
K% 20 min,
1.2 LI

ffi ] RT-qPCR " 3 37 AU el R 15 R . fir
G0 7 R S TR I R 356 PRI 4 44 A 5 S 6
FE B (E DI E L (2010194 %) 7
CHE R BAARREZ TN T T B A B et AR s 75
S S A W) 2 A EE (R R Al s ) (L DR
PR (202070 5 ) ) KGR B eE AR 5 B 2% G 1 Il
S35 2= A 7 AR R R CES DU i) ) () TR 4% o
(2020]109 5 ) " AH SO AT S B HR A Fn A= ) &
2B
1.3 {4 ik

A% R 1 BRUAEEE FH B M 8L K30 78 A i T+
W, O FH 22 B3 SC TW-2018H 18 T V8 1 5 0
BL ; B2 A 2% R fif FH NanoDrop One 1328 7/ A UL 43
' BE T H I A R Mk B A% R R R i
2517 & v R AL Y VR IR AR 2 X R R B AR
9 75 5 AP 88 {81 FH ABI 7500 52 B ¢ 6 7€ & PCR
ASC, A 0 375 5 v 1 A 2k 2 e R 4 48 1 s 7
56 R 9 B 2019-nCoV A% R A6 I 1€ 77 & (k5
2020017) , ¥ 5 A I 38 K 5 AR Y, 44 B
B 585K, 24 N K[ ORFlab 3K J2 1C HE K B9~
HmIE B Y S AU £, HL Cefi#5=<40, il A
TE R PSS A

TE$E B AR AT [ 52 25 WE Jm b v 1w R A
e R B A% IR 4 H At Ak 1 5] &, I xR &k
BLgR"5 0 A (Pl R 2k 2 JE R O A BR 28 L 4t
524 2020003) (B (A= O B A A R 2 A
b5 24 2020002 ) . C (L Z T AE YR B An A R
)L S0 P20200101) D (i RHE A Y T 2
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A A BR 2 7 L 4iE5 o4 20026530) \E (VLR A5 A=
YR A A7 BR 2N ], 41554 20200110) F(# IR
Wi R AL S R 43556600)

AN PR A B A% R fif 452 Rl & N
PR 6 M 7 4% 1R 1:400,1:800,1:1 600,1:3 200
A R A LU AR RS, 37 R4 T RT-qPCR 473
1.4 Gilepabs

BOUE 3 7 4l SPSS 22.0 #xf,  EORHH

(x+s) FKrn A A ERHE LR T LR R 7 22 934, 3K
Pl 2 07 22508, P<0.05 R 25 5% BT Ge i
= X, KFAd ] GraphPad Prism 8.0.2 #4221l .

2 #R

2.1 R EEHGAF & F A
6 Tl e 7 A% 1 i B35 8 i SE A I 0
# 1,

1 EZBRREBEXFNESERBRLE
Table 1 Baseline data of 2019-nCoV extraction Kkits

o Rl de JEEAR PRI

R VEBAR TR S E M

HAE o (uL) WREM W (uL) (min)  Geag) B
A T BRI B A 200 J2(72C 10 min) w5 50 ~70 20 =
B FL-fEER: 200 £ (727 10 min) i 50 ~35 15 EShEs
c F T - 140 75 = 50 ~60 25 = =
D T TRk 200 o 75 50 ~40 17 =
E T MR B A 200 75 7 50 ~40 20 [ 7
F TR B A 200 w = 50 ~35 37 Fign|

2.2 MAPRURIE S sl 1 AR

AN TR) ) G T i BB A 1R A e B T T L AR
2 S G B L (P<0.05) , 45 % ASF>D>B>
E>C. ol B v s s kil B R A7) &, 8 R K
XN E.D.F.C.B,6Filfl &b, 25 A5
P L(P<0.001), W2,

R2 BBRRKERAEMLER (x+5)

Table 2 Comparison of total RNA concentration and purity

(x+s)
Sl n R E (ng/wl)  BERAEE
A 20 75.499£13.565 2.802+0.244
B 20 6.827+1.925 1.81520.108
c 20 2.252+0.965 1.82620.446
D 20 15.912+3.038 2.347+0.405
E 20 6.548+2.151 2.705+0.414
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A case study of Corona Virus Disease 19 with common respiratory pathogen co-

infection

HUANG Yongjie, LI Xiaotong*, WANG Guizhen, GUO Feifei, MA Xuehan

(Department of Clinical Laboratory , Zhengzhou Central Hospital Affiliated to Zhengzhou Univercity , Zheng-
zhou, Henan, China, 450007 )

[ABSTRACT] Objective To determine the proportion of SARS-CoV-2 co-infected with common re-
spiratory pathogens in Zhengzhou City among the population with respiratory symptoms during the SARS-CoV-
2 pandemic. To provide evidence for the differential diagnosis and treatment of multi-pathogen co-infection in
the event of the SARS-CoV-2 pandemic. Methods From January 24, 2020 to February 29, 2020, 614 pa-
tients suspected of suspected of having SARS-CoV-2 were screened (nucleic acid test) for SARS-CoV-2 and
legiomonella pneumophilia, respiratory adenovirus, respiratory syncytial virus, human metapneumovirus
(hMPV ), rhinovirus, mycoplasma pneumoniae, influenza A virus, influenza B virus and other common respi-
ratory pathogens. The clinical characteristics including the case history and treatment of co-infected patients
confirmed in the test were reviewed in detail. Results A total of 11 of 614 samples were positive for SARS-
CoV -2 nucleic acid (1.79% ) , and 118 samples were positive for other common respiratory pathogens
(19.57% ). Among the 11 SARS-CoV-2, one was found to be co-infected with legiomonella pneumophilia
(9.09% ). This case was a pregnant woman with a close contact history with conformed COVID-19 patients.
There were no severe symptoms during hospitalization. The prognosis was good after reasonable treatment,
and there was no recurrence after discharge. Conclusion Most of the patients with respiratory symptoms in

Zhengzhou are infected with other respiratory pathogens, and a few are infected with SARS-CoV-2. There are
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cases of co-infection. Therefore, multiple rapid detection of pathogens of respiratory diseases should be carried

out to detect co-infection cases in time to facilitate the design of correct infection control and clinical treatment

programs.

[KEY WORDS] SARS-CoV-2; Pathogen co-infection; Screening strategy
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«COVID-19 % #2 »

JUHRLE R Bl R 1 B AR K SR 45 R B
Tz 3 MR BR FRAT FEXAR

(8 =] B8 HEIHLEHRERE RN R (COVID-19) I PRAG I 45 R k4%, iy J)LFE COVID-19 2
HRAES % ik VTARBE 1 B1LE COVID-19 B IR TR I B | 22 BE AR 25 A% I A T S P Wi i
IR AREE A ORI IR 0 25 A8 k. &R BILE 10 5 1, A COVID-19 B Hfl st 178
TRUTEER R T A% PRGN 52 PHE | S CTT 408 7% SOU s S8 B , il 38 Y6 B R 38 SRR, A i T I DL 4% otk
WRERG R AU VBRI COVID-19, B LA , 121 2 i S bk U 240 7 AR X T 5 7K T B bk T 4
LKA 5 B S T i, C SOy ER TG T, B B R B L O B R I AR S AR TgM BH M SR, B
WP S AR B IR . SO B PCR(RT-PCR) 45 i, LB T T I 7 B el rpr iy
AR B R R B, ELAE AT RZE A Pk oo S A% R 2 I ) B T A A R A v ) Ay B4 ot ¥
PRIEAE) o 8538 WK ELANAR/K -5 06 B A% FR 45 SR T BE A7 HE— 2 M Gk | i ad HLIE & 46 % JL 2 COVID-19
BYTRUR M B T X5 e R I 2 35 b P2 S 43y , L R A R 2 PR o TR e

[EEIA] HAVEARIGEE 5 B e R 220l 58 5 R EL AN 5 AR A

An insight into a case of childhood COVID-19: clinical features and laboratory

detection
WANG Renfeng, SUN Peng, HAO Guiliang, WEN Rong, LI Junxin, LI Wenjie*
(Qingdao Women and Children’s Hospital, Qingdao, Shangdong, China, 266000)

[ABSTRACT] Objective  To explore the trend of clinical results from a case of childhood corona vi-
rus disease 2019 (COVID-19), and to provide a reference for the diagnosis and treatment of COVID-19 in
children. Methods The clinical data, blood routine test results, multi-sample viral nucleic acid and respirato-
ry pathogen detection results of a child COVID-19 patient in our hospital were analyzed to discuss the changes
of clinical test results in children. Results The male patient, 1 year and 5 months old, was tested positive for
new coronavirus nucleic acid due to a history of exposure to COVID-19 patients. Lung CT showed that the tex-
ture of the two lungs was clear, the permeability of the left upper lobe decreased unevenly, and the strip densi-
ty of the right lower lobe increased with a clear border, and the diagnosis was COVID-19. The number of
white blood cells and lymphocytes were at relatively normal range in the early stage of the disease, and then
the lymphocytes were significantly increased. The C-reactive protein results were normal. Influenza A virus, in-
fluenza B virus, and Chlamydia pneumoniae IgM were positive, suggesting respiratory pathogen co-infection.
The real-time fluorescent quantitative PCR (RT-qPCR ) results showed that the new coronavirus (SARS-CoV-
2) nucleic acid was positive in nasal swabs, pharyngeal swabs, anal swabs and feces. The detection of viral nu-
cleic acid in anal swabs and feces lasts longer. However, the detection of viral nucleic acid is negative in other
samples such as blood and urine. Conclusion There may be a certain correlation between the number of lym-
phocytes and the results of viral nucleic acid detection, and its joint detection is important for the observation
of the diagnosis and treatment of COVID-19 in children. Discharged patients should properly dispose of feces
and other secretions, since the viral nucleic acids continue to be positive for a long time.

[KEY WORDS] Severe acute respiratory syndrome coronavirus 2; Corona virus disease 2019 (COVID
-19) ; Lymphocyte ; Nucleic acid detection
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Figure 1 The CT image of lungs in the child with
SARS-CoV-2 infection
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Table 1 Clinical results of children with SARS-CoV-2

infection

H 1
24 28 212 216 224 228 213 2.25
WBC(*10°/L) 6.80 6.00 7.26 7.30 13.04 6.32
N (*10°L)  1.70 0.85 1.21 1.39 4.88 1.47
L(*10°/L)  4.40 4.60 543 521 6.70 4.25

i H

N% 25.0 14.1 46.7 19.0 37.4 23.3

L% 64.6 76.6 74.8 71.4 514 67.2
CRP(mg/L) <0.8 <0.8 <0.8 <0.8 <0.8 <0.8

IVA FHME FHM:

IVB PR FAE

MP PR BHM:

e WBC 2 5 N H PR I 5 L bk 0 248 6 5 N9 epeMbr 40 il e 43
FE s L%k B 40 7T 4 B s TVA, FR 30 805 75 5 TVB , 2 0 R
7 s MP fifi 98 32 HUA
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B2 APBR/S SARS-CoV-2 #%E# il 45 R
Figure 2 The results of SARS-CoV-2 nucleic acid detection

after admission
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Evaluation of the national reference materials for microsatellite instability

using fluorescence PCR-capillary electrophoresis
ZHANG Wenxin, HUANG Chuanfeng, SUN Nan, GAO Fei, YU Ting, QU Shoufang*, HUANG Jie*
(National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To verify the applicability of performance evaluation of relevant kits and
quality evaluation of clinical laboratories, the national reference materials for microsatellite instability (MSI)
were evaluated by fluorescence PCR capillary electrophoresis. Methods The national reference materials
were detected by microsatellite instability detection kit (fluorescence PCR-capillary electrophoresis ) from three
different companies to determine the coincident rate of positive and negative reference, and the limit of detec-
tion. Results 1In 62 cases of testing samples, the results of positive references were all microsatellite insta-
bility-high (MSI-H). The results of negative reference were all microsatellite stability (MSS). The results of
LOD1 and LOD3 references with tumor concentration 20% and 10% for the limit of detection were MSI-H,
but the corresponding MSI-H status was not detected by only one company for LOD1 and LOD3 references
with tumor concentration 5%. LOD4, LODS5, LOD6 and LOD7 references for the limit of detection were all
MSS or microsatellite instability-low (MSI-L). Conclusion The national reference materials for microsatel-
lite instability testing are suitable for evaluation of the performance of kits and the quality of clinical laborato-
ries based on the method of fluorescence PCR-capillary electrophoresis.

[KEY WORDS] Microsatellite instability; National reference material; Fluorescence PCR - capillary

electrophoresis
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BAEFIMAL pL 80 0.5 WL FFREEA  MSI FH
X BRI IR (TEAZ TR K ) o 4 45 RO A5 T
T PCR ALY S A N , iz 17 PCRF2)F .
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nese Society of Clinical Oncology , CSCO ) %% H %
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FEAERE MRS s X 5% iR DNA 75 52 (1 Kl BR =
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[1] FUIIYOSHI K, YAMAMOTO G, TAKENOYA T, et al.
Metastatic pattern of stage IV colorectal cancer with high-fre-
quency microsatellite instability as a prognostic factor[J]. An-

ticancer Res, 2017,37(1) :239-247.
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[X$#iE] Prader-Willi Zi51F ; Angelman ZE51E 5 43 T2

Genetic analysis program and application of Prader - Willi syndrome and

Angelman syndrome

WANG Anshi', LIU Chang', WANG Jicheng', HUANG Yanlin', ZHANG Yan', DING Hongke', LIU
Ling', YANG Jie’, WU Jing', YIN Aihua'*

(1. Medical Genetic Center, Guangdong Women and Children Hospital, Guangzhou, Guangdong, China,
511400; 2. Neonatal Department, Guangdong Women and Children Hospital, Guangzhou, Guangdong, China,
511400)

[ABSTRACT] Objective To establish a genetic analysis program for Prader-Willi syndrome (PWS)
and Angelman syndrome (AS) , and to applyto clinical diagnosis and treatment practice in Guangdong.
Methods 1In this program, methylation - specific PCR was used as the initial screening method, and the
molecular pathogenic mechanism of PWS and AS positive cases was explored by STR pedigree linkage
analysis. UBE3A sequence analysis was used as a supplement to AS molecular diagnosis. The chromosomal
microarray analysis was employed to identify chromosomal breakpoints in confirmed cases, and to detect other
chromosomal abnormalities in undiagnosed cases. Results Using this genetic analysis protocol, 39 children
with PWS and 15 children with AS were diagnosed in Guangdong. Using the STR linkage analysis method to
investigate the molecular pathogenic mechanism, it was found that 32 cases were deletion-type PWS, 7 cases
of maternal haploid diploid type PWS, 14 cases were deletion-type AS, and 1 case of paternal haploid diploid

type AS. Sequence analysis did not detect the mutant AS of UBE3A gene. Chromosome microarray analysis

AETB 7 KRB BEFHZHARFRALR A (A2019358)
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further clarified the location of chromosome breaks, and additionally detected 6 cases of chromosomal
microdeletion/microduplication syndrome with phenotype overlap with PWS/AS. Conclusion In this study, a
genetic analysis program for PWS and AS was established to significantly reduce the age of diagnosis of PWS

and AS patients, and to determine the types of molecular defects, as well as early intervention to help improve

the prognosis of children.

[KEY WORDS]] Prader-Willi Syndrome ; Angelman Syndrome ; Genetic Analysis
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£ 1 Prader-Willi GEMERILEMBRIGKRIL [n(%) ]

Table 1 Clinical manifestations in children at different ages with Prader-Willi syndrome (n(%) ]

BRI kwE HAEE T sdPE SkERK RHEE WBUR RRIEME
WXE  RZ REfG RS WA &N (EV % (LA

n

B L (<28 d) 5 4(80) 1(20) 0 0 0 0 0 0 0

BOL(20d =1 %) 4 1(25) 2(50) 2(50) 1(25)  4(100) 2(50)  2(50) 1(25) 1(25)

ML 2 E3%) 5 0 5(100) 5(100) 5(100)  4(80) 3(60) 4(80) 2(40) 3(60)
FHRADHEHFTEM32) 1 0 1(100) 1(100) 1(100) 1(100) 0 1(100) 1(100) 1(100)
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F2 Angelman ZEMEBILEMBEIERTM [n(%) ]

Table 2 Clinical manifestations in children at different ages with Angelman syndrome (n(%)]

Alskdy 3R FHe W BM HEREE R ERIkG

fiKF R #E [ /)N AR M FHER

A L (<28 X) 26 26(100) 26(100) 26(100) 0 0 0 14(53.8) 6(23.1) 4(15.4)
BLWI(29 RE1 %) 10 9(90) 9(90) 8(80) 9(90) 1(10) 1(10)  3(30) 8(80) 4(40)
LW B E3 L) 1 1(100) 1(100) 1(100) 0 0 0 0 0
W ADMEHEFE(>3%) 2 0 0 2(100) 2(100) 2(100) 1(50)  2(100) 0
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Figure 1  Genetic analysis strategy of Prader-Willi syndrome and Angelman syndrome
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2.2 f§TLA STR ZEHI /T
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A3 T B2 Bl e B PWS, 7 401 LA RLHE D
BER G o AR I8 R B, Bk = ACUR G o 1Ak 5 B
PEIR Ry BEUR BRLE AR R T B PWS 14 ] B L AE

15q11-13 X3 P AT AR G etk 8l B, ik =
BEJR G AR IR B, TAE 15q11-13 K IR/ H
ACRERU T AR A G AR Fr B, 47 43 - B S TR
gt R R AS . 1 BB LA XS DA IR S £ {4 ok U
B ez REIR L AR IR B, R O AR R
TARIRFTELAS (£ 3) .

%3  Prader-Willi R & HE R Angelman LA EBILEI D FRIEER [(n(%) ]

Table 3 The pattern of underlying genetic mechanisms in our cohort [ (%) ]

BRI (n=54) s 7y B AR AR R E[E PO B UBE3A JE[HZ245 R HLi A A
PWS % 5l (n=39) 32(82.1) 7(17.9) 0(0) - 0
AS IR (n=15) 14(93.3) 1(6.7) 0(0) 0 0

2.3 UBE3A 3N F5 4341

A {51 I PR 15 MR S5 AS T R AL 4% S PCR
K0 g B 1995 1914 T UBE3A 4 IX R i 0 4 & 1
X FEH) 30T, RA H UBE3A JERI 525 AS
2.4 Y RS 4 b

21 > PWS/AS 3 147 Y& & A4 0 4 5 43 B, I
P — 2 W R G (o AR T 8467 05 55 2k X 3R, 59 3 .
25 PWS/2K AS Iifi R 2 BT _E A 4G 2K BB 12 B 1 9%
AT YL ARG 5 534, A 4 ) 5 PWS/AS BAT
—ERERMES P ORI ER LGS
ik, 435102 1p36 Gl 2 27 A 1E 1 4] . 22q13.3 f ik
g2 E 1 9] . Mowat-Wilson 45 & 1F 1 1] DL Jz
Miller-Dieker ZE5HF 1 45

3 it

ARBEFEARYE T 7R b DX 35t A% A B 12 T 1Y
BRGSO, Wit T — &t r kg . DI 54
FeSPE PCRAE N B i A ko>, T 2E
HEARIC PCR Y STR ¥ 443 BT 35 %5 FH A ] 3284 5
O FBURHLRIERFE > XF T Il PR B2 4 5 AS
1M 3 b Ry S5 PCR G I B 4 19 955 91, 0 A7
UBE3A 4y IX J I3 P9 &+ X JF 80 434 Tiixs
T HAZPWS/ZE AS I KRR I T RK DK B2
W ) 99 181, SE AT Y o AR B B o BT T e ke LA
FAE S H P ORI R M E R LA,
A T7 S AE PWS/AS (1 H AL B 9T h e £ T H Ak
Fi 50 PCR v, TR 3 5ok > e 5y =) B A6 )
15q11q13 P95 DL 2R 4k )2 DNA H 4IRS ) MS-
MLPA 7, EZH TR SA % &, B 5

£ PCR Ao I A50R% P 18 L BOASAIG , 480368 45 A b DX IR
S AN, ARRFIYE R AL T £ F ¢ AR id PCR
A STR 3% 5 43 #3211 AE SNP-array 72 717 20 AL
AT, B PRSI B A |G 00 s [ A 3000 255 B
MAREHIE, BT ZHEIOEIRC PCR ) STR #4145
Brd & —Fh B REE R 50 BT 73 R AS 2
30 LG F KA AT I [R] 24 5 /N, FLASH
GESREW 5 THI5E . SNP-array 346 s A %5 1
G0 B ) 54, ELACRE A H i 2 78 % [l U5 o5
TGRS R R A TR B A A
T )55 4D 58 WL SNP-array #6025 5 — [R] 43, T
BT I AR

F4iX — PWS/AS 1522 3 7 8 W H T At
XA A2 SE B, 2 PWS UL 36 191 (AS L
1441, PWS K AS 52 BB A4 11 5 A i Ak I PRORE
R FIHIG R RIS 2R & RPRAEE S,
1530 W R 12 Wi A 7 — o IROE . DA AE i #F 5%
rple2nl pWS BB 12 AUAT IS LR T 0.8 &
19.8 %, AS B H 2 AR A7 2k B T 0.9 2 6.2
B SER T AT IL, X B TS B A A
T AN RFEA o ASBFFEAE) 7R L DX ) I R S e v
1 PWS S AS B35 BRI 7 4% 2 18 d &
27d. RGSMHT PWS K AS I R F1 35 A5 24 4R 1E
TR IZ W02 7 BRBE2E A R R
FRTTUAYY A B el BULWE ",
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CHE ., Ang-1 /K-, 44 35 [ [ 57 T A= 0 5% Bie A< v i 3% (NTHSS ) P43 . 8 3 I A 58995 k1 /N tEA 7 402 4y
Mro 58 ACI4HE AU NLR & T5F B4 (P<0.05) , ACT 4 #.3 A9 IliL i CHE . Ang-1 /K A% T Xt 1B 41
(P<0.05) ; KPR LT ) ACT S5 1) NLR (5 T R/ AR A (P<0.05) , RIRTARERFE S A ACT S 1)
IiL7% CHE , Ang-1 /K- T H/NH AR A (P<0.05) 5 B8R 25 1 NLR fmy 74280 AL (P<0.05) , B AU
HHF WIS CHE . Ang-1 /K P T2 K rp 8 8 3% (P<0.05) ; L A8 3% 1% NLR (5 T4% % B 3% (P<0.05) ,
R B IS CHE | Ang-1 7K AR T2 8 B2 % (P<0.05) 5 ACT H2 % i NLR 5 NIHSS 3434 i 35 Y 1F AR
X3 £ (P<0.05) , M4 CHE . Ang-1 /K F- 5 NIHSS TF 43 52 5 3 i 51 AH 6 )6 & (P<0.05) , 451 ACIH
# NLR . Il CHE , Ang-1 7K VA8 4k 55 HAT SERG kKN J i 2 Th RE Siuibi Bt B oA B U 56 &, X B
P 17 VA By BAR — 2 IR M

[REIA] 2VEMAEAE ; s 40 H /it C A0 A A ARSI I 5 100 %8 A -1

Association of NLR value, serum levels of CHE and Ang-1 with the onset,

severity and prognosis in patients with acute cerebral infarction

TAO Zhen', CUI Liangi', ZHAO Lei', CHENG Ming*, TANG Jigang®, GUO Hongwei**

(1. Department of Neurology, Navy 971 hospital, Qingdao, Shandong, China, 266071; 2. Department of
Neurology, 960 Hospital of the joint service support force of the people’s Liberation Army, Jinan, Shandong,
China, 250031)

[ABSTRACT] Objective To investigate the relationship between severity of acute cerebral infarction
(ACI) and peripheral blood neutrophil to lymphocyte ratio (NLR), serum cholinesterase (CHE), angiopoietin-1
(Ang-1). Methods 108 patients with ACI admitted to our hospital (January 2016 to March 2018) were
selected as the ACI group and 60 healthy volunteers as the control group. The serum levels of NLR, CHE and
Ang-1 were measured and compared between the two groups. The patients were grouped according to National
Institutes of Health Stroke Scal (NIHSS) score and the size of cerebral infarction lesions. Results The NLR
value in the ACI group was higher than that in the control group (P<0.05). The serum levels of CHE and Ang-
1 in the ACI group were lower than those in the control group (P<0.05). The NLR value in ACI patients with
large - area infarct lesions was higher than that with small and medium-sized patients (P<0.05). The serum
levels of CHE and Ang-1 in ACI patients with large-area infarct lesions were lower than those with small- and
medium-sized patients (P<0.05). The value of NLR in severe patients was higher than that in light and medium

-sized patients (P<0.05). The serum levels of CHE and Ang-1lin severe patients were lower than those in light
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and medium -sized patients (P<0.05). The value of NLR in medium-sized patients was higher than that in light

patients (P<0.05), and the serum levels of CHE and Ang-1 in medium-sized patients were lower than those in

light patients (P<0.05). There was a significant positive correlation between the NLR values and NIHSS scores

in ACI patients (P<0.05), and a significant negative correlation between the serum levels of CHE and Ang-1
and NIHSS scores (P<0.05). Conclusion The changes of NLR value, serum CHE and Ang-1 levels in ACI

patients are closely related to the size of infarct lesions and the degree of neurological impairment. It has a

certain guiding value for the evaluation and treatment of patients’ condition.

[KEY WORDS] Acute cerebral infarction; Neutrophil to lymphocyte ratio (NLR) ; Cholinesterase ;

Angiopoietin-1

AT IR WY, 201 ki 45 BE (acute cere-
bral infarct, ACI) £ & J % nl i i 586/10 J1 A
TEG 1A HEml M & I AEAE AR T, ACT Y &9 %
Al 25 BT IR X T ACT 95 17 PEA
BARZNE XL, KB IETE S ACLRH 2T
Sl RIS W65 77 T A AFEAE T o A0 i v 240
JiE /36 2 40 B9 LY {E (neutrophil -to-lymphocyte ratio,
NLR) (%) | Ft, REAE 3 5 98 hE S W 1) 3006 A,
TS it R 20 T P T R 235 f G 2 2L
57 5 1775 NE§% 15 B (cholinesterase , CHE ) 1Y %34 ,
RE A rh A8 Ak ) fh 2 R I 28 0 48 i 1% 95 47 7
JE, HETTORAF RN ZH 2L, BEATGE 00T R ) e A= 3
14 A2 1% % -1 (Angiopoietin-1, Ang-1) J& I % PN |2
AR R G5 B, L RE A5 3 A 15 S T AR A
B R G AR B v BT AR LA AR B, ST A
HE ST M BB B R T IR
ACHEH 2y I8 J5 I Y 100G 2 7%, AR R AT
FEEHL 2016 4F 1 H % 2018 4F 3 H ABE IR 19 ACI
B 108 4], #9F T NLR | [fiL.i% CHE . Ang-1 ) 34
KI5 ACLEH BTG KR

1 AR

1.1 IR E

EHUACBE 2016 4F 1 H 2 2018 45 3 H iR 19
ACI 75 108 Bl R ACTAL, 60 191 B ARG &
YE X RRAL . ACT 448 57~80 %7, °F-14 68.3£8.2
% Bk 68 B Lotk L 40 1 5 o K i AU
HEIR kL B 38 B (B4R =4 cm) | /N 1T BRURE A6
kb 70 B (<4 em) 5 M8 3 [ [ 57 T AE R 9T B
A 1 1% F% (National institutes of health stroke scal ,
NIHSS) *'53-2 - 571 38 i (PF-53<4 43 ) L A 46 ]
(F4y 4~15 43 ) (EE A 24 6] (PF43=15 43 ) o X HR4H
AR 53~79 %, F-H4(66.9+7.0) %, LR 32 4]
R 28 1. PSR G AR IS M

ZR TG EE L (P>0.05),

AEFRHE : DACT B W2 Wik i S % g I
ol BARHET; @ ABE )G 28 CT .MRI K ¢
W2 ; @B &N ML B @B H B 5
48 h A B 5 32 M 2 K6 & TR 9T s O AR R &
Cf 7R 3 JE 5 7 ) R PR N A2 38 365 79 A 6 B0 22 I
Lo AR A P B . HERR bR v : DN
e 45 o o7 9 A 5 @) It P i A 5 (DG A1 7
s 50 44 B 5 (ORGP e a8 B N0 T B P A AR
OFEA HA R 500 B RBR
1.2 Ry ik

SR FH U e I L SR 42 4 25 A7 o 50 e ik ot R
4, RHE 4 mL #IkIS A 2RCE , o 2 mL R
AR IEATAEIN o SR e g K G (D5 [ DL v g
JE IR R A B R AE 7=, A4S« UniCel DxI 800) A fit
B (32 [ DU 5 2 PR IR AR A RN A, BUAS < 2x250
WA, ) #E4T CHE #6055k A BFARAX (I 5 R 28 52
Y ARG BT TS HFA4500 ) K60 1L 7 Ang
1K 34 2 mL kLS H AR ECE S R4
H sl L 2R S8 AT e ( H AR R 2B X 4k,
A5 sysmex/XN1000 ) A6 I 5 35 A kL 240 i 2% ik
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NIHSS PEAFARUE, M3 0~42 43, VR4l w5
BHE 2B YR H ™ 8 5 0~1 47 (IEH ) 5 1~4
Gy (R BE) 55~15 40 (HEE ) 515~20 40 (P ) 5
21~42 73 (FE ) .

1.4 GileFrik

K FH SPSS 21.0 G it 3 4F £l 4 i 47 4b 2R, R
i (xs) RARFFEIED AT TER, 2418
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2 HR

2.1 ACIZH A% BEZH ) NLR | [f1 7% CHE . Ang-1 7K
L

ACI 41 35 19 NLR 5 T X FRZH (P<0.05) , ACT
2H (0 17 CHE . Ang-1 /K FAIK T %) BR 20 (P<
0.05). W#EI1,

*1 WHNLR.ME CHE Ang-1 KELLE (v+s)
Table 1 Comparison of NLR value, serum CHE and Ang-1
levels in ACI of 2 groups (x+s)

Al n NLR CHE(U/L) Ang-1(ng/mL)
ACI4 108 2.89+0.63 7103.6+802.8 1.02+0.30

XTHEZL 60 1.86+0.44  8104.8+955.2 1.55+0.34
tH 11.227 -7.230 —-10.456
P{E 0.000 0.000 0.000

2.2 UN[RIBESE S kK /N ACT 35 NLR | IfiL %
CHE . Ang-1 /K [ 4%

K AR & 1Y ACT 5B % 19 NLR 25 THh/h
1 AR (P<0.05) , K T BRUBE BB 0 kL ACT 58 35 11
1ML ¥ CHE. Ang-1 7K FfI% F /) i AL & (P<
0.05). W#E2,

®2 AFEMELMmAKX/INE ACIEE NLR, [M1iE CHE,
Ang-1 /K FLEE (x+s)
Table 2 Comparison of NLR value, serum CHE and Ang-1

levels in ACI patients with different infarct size (x+s)

PSRN AT NLR CHE(U/L) Ang-1(ng/mL)
KA 38 3.30£0.61 6560.4+668.2  0.88+0.24

/NI 70 2.63+0.58 7469.2+783.5  1.11+0.28
il 5.630 -6.052 -4.280
P1H 0.000 0.000 0.000

2.3 AEIMF Yy he sk RE B 0 ACT AR 35 NLR | Il
% CHE , Ang-1 /KF b %%

AL U NLR & TR p A 3 (P<
0.05) , H 8 F 1115 CHE , Ang-1 /K - TR0
K B R (P<0.05) 5 Hh A4 B 35 ) NLR 5 T4 Al
B (P<0.05) , i BB 1Y UL CHE | Ang-1 7KF-
TR B H (P<0.05), L3,

2.4 ACI {4 NLR. Ifil § CHE . Ang-1 K} 5
NIHSS PF-53 1) & &

K P2 1 17 B AR G 23 B, 25 R R ACT R 3

) NLR 5 NIHSS 143 2 1 2 19 1E A OGO R (P<

£3 ATEMEINEERIRTZER ACI EE NLR.MF
CHE.Ang-1 7K FEEER (x+s)
Table 3 Comparison of NLR value, serum CHE and Ang-1
levels in ACI patients with different degrees of neurological

deficit (x+s)

CHE Ang-1
] mgeesy
SEIETLE  n NLR (/L) (ng/mL)

L%l 38 250044 7402.6£775.4  1.26+0.27
SREA 46  2.8120.57 7155.7%793.6  0.95+0.26
gl 24 3.39+£0.52 6108.4+552.7 0.77+0.18
Fil 18.856 15.449 21.025
P{E 0.000 0.000 0.000

0.05) , Ifl3# CHE , Ang-1 /K5 NIHSS #F4r 5 5 3%
B A R (P<0.05) . W4,

x4 MBEXESH

Table 4 Correlation analysis

Y YA
s | NIHSS 1153
S P4
NLR 0.518 0.000
CHE -0.663 0.000
Ang-1 -0.570 0.000
3 iTig

o IR B8 30 A L S Rt PR 0 | 4 RE S
i ACT WY R 72 -G AT Sk ok BE A Ak 1) B A4
ACI R AT B E BB A i — 220 B A I
PRAER B, ACT F8 35 320 30 G 2 i I e g JXUGS: T
it 15% DAL, [ 25 35 0 1 a0 o ol R A e, e i
PRES R AR RS B i o B B o 3 e b 22
SRR AL BTV ACT HR 2 B i , H EUARBE
B P P 28 SO 4 ML Y B AR B (BB A 5 IA N
MR 22 S PRI BRI Pl ACT BB B 1 119 R
B AN IR 45% , FLVTAS BB WS 16 W & 1 B
" ARBEFERT ACT 835 1% H NLR | IfiL 7% CHE .
Ang-143HriF5% , #87 ACT 5B 05 15 1 R ST, Ml
IR ACT 297 $2 0B 225 M B 45 b1

NLR 2 2 7 S8 5 R P e P 48 i S otk 2 4 i
AEXT I BRODR AR (R T8 b , v 1 s 240 J6 ) 38 ko R
i S I, BIRERS A HE NLR (9 bt g s s
T4 6 50 P A B IR . SR T A B O R
NLR [ L THA GBS R T e b IR 58 R 7 a 193
T, S 22 28 i 2 2 ) 458 0 R A7 I 5 1fiL %5 CHE
AMLAEE S5 20T R G PR s 15 v et fE
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LA16¢c-313D11.11 55 miR-205-5p 1655 P53 v Y
Feik B X

HER TE? RM T FIRIE

[# ZE]1 BH Kl LAloc-313D11.11 & miR-205-5p 7£ i T2 P 755 Py B8 Al i 750 1 /4=
(EAH) A7 5 N s (BC) A P M SRR G O B 3 o ik RAISERT 2% 8 & PCR (qRT-PCR) A
43HT LA16¢-313D11.11 2 miR-205-5p £ 60 il F 5 P w20 2, 20 {5157 P9 A F S 20 1 £ 21 201 20 {5 1F
WENBHLSUP R, R LA16c-313D11.11 1615 A I b 4 28 WA S FEAIC, 177 miR-205-5p 76 1
B R A BT . LA16¢-313D11.11 Fl miR-205-5p 1635 5 F 5 P FIGO 4331 e ik 2 4%
W A 26 (P<0.05) . LA16c-313D11.11 5 miR-205-5p ££ T 5 N g op 52 P A 56 (P<0.05) . 8518
T E N B T LA16¢-313D11.11 7 A3 2 4 ¥ 5% 4 41 il miR-205-5p 19353k & AEAE T, Wir &2 W
TRIT T R B E B 1) — S AR B .

[E43R] T E MBI ; LA16c-313D11.11; miR-205-5p

Expression and Significance of LncRNA-LA16¢-313D11.11 and miR-205-5p in

Endometrial Carcinoma

HAN Xuesong', DING Xue®, ZHAO Peng®, YU Hui', XIN Weijuan®*

(1. Obstetrics, the first affiliated hospital of kunming medical university, Kunming, Yunnan, China, 650032;
2. Department of obstetrics and gynecology, fudan university, Shanghai, China, 200090; 3. Department of
cardiology, dezhou people * s hospital, Dezhou, Shangdong, China, 253001; 4. School of medicine and
nursing,, dezhou university, Dezhou, Shangdong, China, 253001)

[ABSTRACT] Objective To analyze the expression and significance of LA16¢-313D11.11 and miR-
205-5p in normal endometrium, endometrial atypical hyperplasia (EAH) and endometrial carcinoma (EC)
tissues, and to explore its clinical application. Methods Quantitative real - time PCR (qRT-PCR) was
performed to analyze expressions of LA16¢c-313D11.11 and miR-205-5p in 60 EC tissues, 20 atypical EAH
tissues and 20 normal endometrium tissues. Results The expression of LA16¢-313D11.11 was significantly
reduced in endometrial cancer, while the expression of miR-205-5p was significantly increased in endometrial
cancer. The expressions of LA16¢-313D11.11 and miR-205-5p were significantly correlated with FIGO stage of
endometrial cancer and lymph node metastasis (P<0.05). LA16¢-313D11.11 and miR-205-5p were negatively
correlated in endometrial cancer (P<0.05). Conclusion In endometrial cancer, LA16¢-313D11.11 may play
a role by inhibiting the expression of miR-205-5p through endogenous competition. LA16c-313d11.11 could be
a new marker for the diagnosis and treatment of endometrial cancer and its prognosis.

[KEY WORD] Endometrial cancer; LA16¢-313D11.11; MiR-205-5p
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AR IR EAT A AR | R B A 191 S S
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mRNA Zit i £ 11 5T A 015 DR, X SR 2R 0k 4
A T TS BANMA KR F P A N, Horh miR-
205-5p £ T B P 0 & B R R h R4 T HEM
WHEAEH , A SCHRHZIE LncRNA (Long non-coding
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FEE e b i EL A AR FH 1 S TT 0, AR B B TR WA
LA16c-313D11.11 I miR-205-5p 7£ 15 N 5 i
HESIYI -3

1 APEFE

1.1 IR BR

YEHL 2013 4F 1 H % 2016 4F 2 A 764 H K==
J& I =Rk B B A TR 1475 IR T AR BR AR 60
Bl BEAEW 26~76 &, hAAERE 55 % o IR [R]
7B D9 I Y 3 A 2] 2020 ] (FROE AR 37~
53 %, HALARIS 47 &) FNIE 5 8 I 41 21 20 i)
(RIS 40~61 %, PATAEIS 49 2 ) VE X HRAT,
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B A 5 B WU SO AT FE VIR AR S IR T8
WL ZUIE R # o 3 ALAF A vl HetE . 9 AbrifE
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AE R R . HEBRARME : B AR ET G 2 MR 5k
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1.2 Jiik
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vitrogen, USA ) i 1) & 15 B 45 2517 41 L 2L RNA 2
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tor-Gene3000 F 4t 17 5L 24 6 %E & PCR L K&
W o BB 3 P AL
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Figure 1 HE staining in different endometrial tissues (x40)
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B X (P<0.05) ., miR-205-5p [ F351E 1F # 4H 41 .
EAH 20 K 15 W I 4 b 63845 5 EC 4
i, HRJE EAH 41, el IE & 41, 3 4 1) 4
EZRAGIFE L (P<0.05), TLK 2,

LA16C-313D11.11

miR-205-5p
.
&
2 sk
11 : I o
—-h— .

Relative miR—205-5p expression (—dct)

Normal EAH EC Normal EAH EC

B2 LA16c-313D11.11/miR-205-5p FEAEF = R IEH LR
I RIEE R
Figure 2 Expression levels of LA16¢-313D11.11/miR-205-

5p in different endometrial tissues

2.2 LAl6c-313D11.11 Fll miR-205-5p [ £ ik 5T
B YRS I R BE S EUN R

DL LB AR S 0T, B 3R A 1 K T4 T s
{1 LA16¢-313D11.11 & LRy 3k 4, Rk i/
T XA ERLA ., kB LAl6e -
313D11.11 {315 5 FIGO Wit M ik R 45 s 47
FH L (P<0.05) o 25 R &KW, K% ik LAl6c -
313D11.11 5 57 BAR 28 PE 1) 15 I I 2R U AH OC
miR-205-5p )3 151 5 FIGO 433 K bk B 5 #% A
K(P<0.05), W1,
2.3 LA16c-313D11.11 5 miR-205-5p FEAAIAHENE

16 IE W T 5 N B 40 21 F1 EAH F LAl6c -
313D11.11 Fll miR-205-5p (3R 1k, 22 R LG T2 F
X (P>0.05) ., 7E EC 21 Spearman #H 5¢ 73 #r 2 81
FEA 9 (P<0.05,r,=-0.305), W2,

%1 LAl6c¢-313D11.11/miR-205-5p ik 5 B IG KB EIBFRIEX R (n(%) |
Table 1  Association of LA16¢-313D11.11 and miR205-5p expression with the clinicopathological characteristics of
patients with EC [n(%) ]

6 FoS T . LA16¢-313D11.11 miR-205-5p
3=k [ AL P{H ek Rk 1H P{H
() 0.220 0.639 1.909 0.167
<50 16 8(13.3) 8(13.3) 9(15.0 ) 7(11.7)
=55 44 19(31.7) 25(41.7) 16(26.6)  28(46.7)
A 2R 1.414 0.493 5.377 0.071
NIERE IR 45 21(35) 24.(40) 21(35) 24.(40)
WKW 10 5(8.3) 5(8.3) 1(1.7) 9(15)
175 B 41 B e 5 1(1.7) 4(6.7) 3(5) 2(3.3)
H 2R 0.303 0.582 0.137 0.711
28 25T 20 10(16.7) 10(16.7) 9(15) 11(18.4)
%255 40 17(28.3) 23(38.3) 16(26.6) 24.(40)
FIGO 4311 3.937 0.047 4.716 0.030
I~ 47 18(30) 29(48.3) 23(38.3) 24.(40)
I ~1v 4 13 9(15) 4(6.7) 2(3.3) 11(18.4)
HEEE S 1] 0.077 0.962 2.039 0.352
Gl 30 14(23.3) 16(26.6) 16(26.7) 14(23.3)
G2 8 4(6.7) 4(6.7) 2(3.3) 6(10)
G3 7 3(5) 4(6.7) 3(5) 4(6.7)
W2 0.003 0.955 2.041 0.153
<1/2 42 19(31.7) 23(38.3) 20(33.3) 22(36.7)
>1/2 18 8(13.3) 10(16.7) 5(8.3) 13(21.7)
WREFERE 0.047 0.030
L2y 4 13 9(15) 23(38.3) 2(3.3) 11(18.4)
PN 47 18(30) 10(16.7) 23(38.3) 24.(40)
3 i Je R AT RNA F2 1 Dicer fifi i1 Drosha i 114 5325

miRNA J& N5 A9 K /N 20~25 nt f—Z53E
it RNA, 76 40 A% P9 5% 5% B 70~100 nt 14 XU &

YI#E), A RISC B A&, i i 5 # mRNA [ 3/
Al 4 A X (3'-UTR) A58 B XF 45 &, 7R3 S
KA mRNA 235 5/ 5 8 mRNA [ f# .
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#2 LAIl6c-313D11.11 5 miR-205-5p TEAEF = HAEA
AR RIEMELSE
Table 2 correlation between LA16¢-313D11.11 and miR-205

-5p expression in different endometrial tissues

21 51 r{H P{H
Normal (n=20) -0.090 0.704
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[(# Z] B# #RIT GeneXpert Mtb/RIF 7E L5 IR AL B BE b i Wi b 9N (E . ik [mIET 2017
2 2018 4F )M Tl MRH I e X I BE ek gy W R 2% PR A AR YL T ke AT I BE S KT B TR RIS E TR o i
U ks MOBA T GeneXpert Mtb/RIF .- T4 3R BRGS0 (IGRAs ) A5G F7 (A5 BRTR 1A 6 A i B £
MR, St 60 il A 4 RN Jy ik () RGO AR5 B B PRSI B PEFAE , —BOR, 2007 L
TR T IRELE R 2 E L o BR 69 Bl H A o 1l 200 B 22 R ARG A% IR, , 60 Al F/R 254,
WS AR, . LA P2 K45 4% 9 4 bnifiE , GeneXpert Mtb/RIF . IGRAs \ Z5 % 1 55 37 45 T/ 14 A 11 R B
JE 53902k 90.0% .88.3% .31.7% \18.3% , F5 5 5 5351 4 100% .88.9% .66.7% .88.9% , GeneXpert Mtb/RIF [ R
TR T B s TR IR i SR 3%, 22 A S5 L(P<0.05) , 5 IGRAs I R BUEEXT L, P AR,
2GR L(P>0.05) o S5 W REP Py d5c i UL DR A S A SRR g | TR 235 A e e ST 550 1 e e o 6 3
rfv, W] 3 FHFE RS J8 1) GeneXpert Mtb/RIF J5 {245 , il J2 B AT SE2 W7, %48 SR AR KRS H 5 L.

[XgEi7] MWEEMY; GeneXpert Mtb/RIF; REFE ; 1277

Value of genexpert mtb/rif in clinical diagnosis and treatment of patients with

chest wall tuberculosis

ZENG Dingke', ZHAO Jian**

(1. Chest Surgery of Affiliated Oncology Hospital of Guangzhou Medical University, Guangzhou,
Guangdong, China, 510095; 2. Chest Surgery of Guangzhou chest hospital, Guangzhou, Guangdong, China,
510095)

[ABSTRACT] Objective To explore the value of GeneXpert Mtb/RIF in the diagnosis of “chest wall
tuberculosis” in clinical practice. Methods Patients with “chest wall tumor” were retrospectively observed at
Guangzhou Chest Hospital from 2017 to 2018. Clinical considerations are due to tuberculosis infection. Chest
wall lesion was removed by surgery. During the operation, 69 patients were enrolled in the study. Lesions and
pus were collected for GeneXpert Mtb/ RIF, r - interferon release test (IGRAs) , tuberculosis culture,
tuberculosis smear test and pathological examination. The sensitivity, specificity, positive predictive value,
negative predictive value, and agreement rate of the four detection methods were calculated. The significance
of four methods for the diagnosis of “chest wall tuberculosis” was evaluated. Results Nine of the 69 patients
were confirmed to be non-tuberculosis infection by pathology, and 60 cases were diagnosed as tuberculosis by
pathology. Taking the pathological diagnosis of tuberculosis as the gold standard, the sensitivity of GeneXpert
Mtb / RIF, IGRAs, tuberculosis culture, and tuberculosis smear were 90.0% , 88.3% , 31.7% , and 18.3% ,
and the specificity was 100% , 88.9% , 66.7% and 88.9% , respectively. The sensitivity of GeneXpert Mtb /
RIF was significantly higher than that of tuberculosis smear and tuberculosis culture, the difference was
statistically significant (P<0.05). Interestingly, GeneXpert Mtb / RIF has a similar sensitivity with IGRAs (P>
0.05). However, due to the short detection time of GeneXpertMtb / RIF method, the result comes out within 2
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*iBAEAEE AR, Email : 2j-hjh@163.com



- 584 - BTEWEIGITAGE 20204E5 H #5124 4551 T Mol Diagn Ther, May 2020, Vol. 12 No. 5

hours, which is very helpful for the rapid diagnosis of disease and the detection of RFP resistance.

Conclusion  GeneXpertMtb/RIF has a good specificity and sensitivity in the diagnosis of chest wall

tuberculosis. Another advantage of GeneXpertMtb/RIF is simple and fast. Hence, itF has an important clinical

application value in the diagnosis and treatment of chest wall tuberculosis.
[KEY WORDS] Chest wall tuberculosis ; GeneXpert Mtb/RIF; Sensitivity ; Diagnosis and treatment
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5 U AR s BRI, I PR3 7 B 54k —Fh
P | HE BT BRI B o I AR OR 24 1Y GeneX-
pert Mtb/RIF 7% , iz ] GeneXpert £l &4t , & —Fh
PCR 5 T B , AT 76 {40 X 45 4% 43 B0k B 47 K
T, DL R AR B X6 R 4 S B4 i 25 A I A o
B v« RS DA 5 A ARV B IR bR A, B R
RGP« fre PR T AE 2 /NS PN S 2 SR 5 A A
ST 24« B8RS I - 5 7 ) A P i 2419 00 fof
it 24595 A A% LA BB YR TT 5 3 FHAR A S 2 . T 7E

PRI PRI IR ok I 5 8 S i W K
B S G ARSI AT T A
e 78 235 A% Jr TR S5 BE Jif ) 8 25+ GeneXpert
MTB/RIF 4 B FH B0 , R 2500 T 45 A% B e
i EE P S B2 W SR T BIMEH]

1 wHSHE

1.1 IR BER

AW S R 2017 4E 1 H 1 H~20184F 12 H
31 HAE) N BBk 2 Be B B BE g™, I R 5 1
SRR TR BT R RE R KRV PR TR, R AT
A Hh R B R B MW T GeneXpert Mtb/RIF (r-T- 3
FERHOAK (IGRAs) A5 B 37 SR A ke
B Ko BRAG A iy s, Mgt o ], Hih oA o il
9o 191 o A A 25 A% B (4 ) Dy Al 5 % 43 BOFT AT
TR 4 (91, ISR T 300 200 it 2L 27 40 i 386 22 0 L LA I
R R PR MR A YR R A L),
60 il BN 25 4% , i M 25 A IR o
1.2 5k
1.2.1  GeneXpert £

UM SR AEREAS 1 mL, B AR T RE
AL B, 55 0 5 T IR IENR % 2% L IR Y 15~
30 s Ji , FEOIRES T R 15 min, FbRAS 750 WAk
J& B2 mL AbERE AR A E T RO &R SR R
I £ BT GeneXpert MTB / RIF £l & 4t
RGN o Ff B 45 RS LK 2498 2 h, K 2
] AR R ot 1R Mg
1.2.2 SRR A QREIEE )

N Y BIINE E Y SO R R AN ) S X RS
T Jea 8 B T 188 100 A ¢ P A 0 4 W (PR Ui 1 A2 21
4 g, VT 95% 5 K5 100 mL A R AR o - HCA A
& 10 mL 5 5% £ 5 2 % W 90 mL iR 2] BRI A ) |, 1
FGAT omAA Z I ZE S VI ik , RS ] i e
1 (1 S R O O VA 9 B2 O
ZEYL At 5~8 min, FRA TG KR 2 2R Y. H
3% R TR RG 1 (BUR R R 3 mL, 95%3F5 97 mL R
AW, B R oo 1k, 29 1~3 min, [ RK
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1.2.3 S5 BOFF EEIR (RARTEL)

B AR A4 F} 22 i 00 PR il A BRI 2 o YR AR B 7
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1.2.4 IGRAs %

FH BD.CPT & $ IV Yic 4 A0 & i 20> 42 40
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R YT Ik A B A L A 0 e TR
T 7k O 40 1 53 W 1 -1 35 5 85 Al 9 e 1Y) e
r- TP E PR 45 & I [ 2 A 40 M R [, ok 3 e
B LMAER P, MAKDIEY TAER, ITHE

BT
1.3 Geil2#o T

HE A SPSS 20.0 e i+ # A% i+ wE B n (%)
R, R X A B R 55 A 2k 5 A K
(b-c)?b+c, V(HI B H E)=1 1% GeneXpert
Mtb/RIF | IGRAs . 45 ¥ TR U | 45 1% 1 5 SR 7E R
bt ERBAEAEZEN, P<0.05 N #3H 511 F

2 #R

A4 BRI k1) R AU — BRI = BIMIRHE T Ry
GeneXpert Mtb/RIF . JIGRAs . Z5 1 14 5 55 45 1%
Ao W#1,

®1 LURIBISET AARAE 4 FOT R NE IS B REE (n(%) ]
Table 1 Diagnostic efficacy of 4 methods based on pathological diagnosis [ (%) ]

Kol I B2 T REE FrRE BAMEWIE  BEmE —3eR
-0 R(=60) R G=9) (%) (%) (%) (%) (%)

A REN FH 11(18.33) 1(11.11)
18.3 88.9 91.7 14.0 275

BHPE 49(81.67) 8(88.89)

BTSN FH 19(31.67) 3(33.33)
31.7 66.7 86.4 12.8 36.2

BHPE 41(68.33) 6(66.67)

IGRAsfa FH M 53(88.33) 1(11.11)
88.3 88.9 98.1 53.3 88.4

BHPE 7(11.67) 8(88.89)

GeneXpert  PHIE 54(90.00) 0(0.00)
90.0 100.0 100.0 60.0 91.3

BHPE 6(10.00) 9(100.00)

TE - 4 FPGI J7 35 B TE 60 1511955 BRGSO < Mo e 45 4% i b BH R %, GeneXpert $:40 T- 454 B Uk ik, 22 AT G248 X (5=43.0,
P<0.05) , GeneXpert VL T 45 55 550k, 22 AT BT 75 L (4°=35.0, P<0.05) , GeneXpert % T IGRAs il , 26 R L1147 L (4=0.2,

P>0.05) o
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P B e 9 A1 S ) BE G 114 b 2 2 — R DL
f s PR O 25 A SR e BT B, AR IR SE 4 R — B,
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Jit 18 i 45 A%, (R AT A A S A e 4 g 42
BRI 2 — , A5 5 i B 00 R MR B R
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T 22 25 A5 R 3 2, N 28 G i B o 2 A 4G
B A XU R ARG B R U 3l I v 45 A0 X LA
P SRR AT R AT B R T E e A
NER B AR RE . R, PR il R — 2 TAR, T
L T P 0 0 G 6 A6 A 7 vk AT B 5 AN B
AR R S

H T 25 20 12 B 1 s HEAT) 2 06 I 2 (R 45
R R MR R R 3 ) U B 12 W, (HE A%
GERUR FOT I FERT B (B B PR FRAG, WRE 5RO
AR A AN RETE R[] A5 B 25 21 ELLh
B AR R R B2 W FR T B B A B TR
PR AY , T ARG 3 BT TR G 1Y ¢ 3 Ok
2, g BRAS Ar 25 5 AT B AR o AR AL, L An i
AL A BT Eh % . AT UCER 28T R BUR B o
R BEESE AL, HAR A 3 00 24T GeneXpert Mtb/
RIF S5 TR A, S5 A% R G IR 0 83, DA 4 FPks:
WEE AT 12 W B B 542 b A . A5 3R Wow
GeneXpert Mtb/RIF 4 R 801 W i & T45 - R Tk A
K% ARG A% 5 i A5 A% H 0 A 2 02 B B
FHMNE ™ AR S SR UL T ik — i o Ik,
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£ 5% 1 IG5 M 2 I L e Y8 Y it B MR B R R )T R
miR-29a . miR-146a )24k

Kbt WA AR FR°

[# ZE] BH S0 P85 500 AU L IE TR T 0 R AL 8 (AS) I 880 SO S i i B4 4% 24t i
(PBMCs) "' miR-29a . miR-146a FIK MM, Frik  BEHUARBE AS (R 123 F15E4 7 A E T REHLT BRATF 5T,
PABENLE 7 2B a8 20 3 IR A 2 (n=41) I8 B 40 (n=41) WL (n=41) . X} P8 A ZH 45T 2538345, %
B8 B A4 TV AR IE , MR 45 T 25 8 A MU I e, Y0967 12 T8 o HR 3 AUIT 8 S IR97 AT R
I7 4.8 12 JE R RE R S e 1 B A L L R R E] L AS 75 3145 4 (BASDAT) #F43 | | IfiL 75 48 K K 48
Fr[C f R 2 1 (CRP) | 5 YR8 N F-o (TNF-« ) 556 7 43 8 25 1 i -3 (MMP-3) ] . PBMCs ' miR-29%a .
miR-146a /K-, R 2697, I RIT RS 2 LA I s WSS 20 e ap , FRURR X A 4, IR %)
B 4L, 225 A8 G478 L (P<0.05) , 1M TOACR MRS HE B 4 f5crm , e X il A 4, fe (e WaRdl, 22
A G L (P<0.05) ;7897 4.8 12 J8 5 5 H9R =BT ] . BASDAL 43 . Ifil i CRP . TNF-a \MMP-3
J PBMCs " miR-29a .miR-146a /K- L F 45 0 0y - A 4 e ik, U= X IR A 4 i e XTI B 41, 22 5%
AL FE X (P<0.05) . 518 N HH 25 565 164 WD AU BRI BE TR YT AS S8 T DR LA RAE N, R AR
PBMCs "' miR-29a ,miR-146a 7K F- , S I PRAEIR 1% , 7880 2 o

[REI] 5560 MIARINENE ; 58 B MM 2 ; miR-29a; miR-146a

Effect of Yisaipu combined with sulfasalazine on ankylosing spondylitis and the

changes of miR-29a and miR-146a

ZHANG Nuo'*, GUO Mingwei', CHEN Guiwu®, LI Gang®

(1. Rheumatology Dept, Bozhou Hospital of Traditional Chinese Medicine, Bozhou, Anhui, China, 236800 ;
2. Geriatrics Dept, Bozhou Hospital of Traditional Chinese Medicine , Bozhou, Anhui, China, 236300 )

[ABSTRACT] Objective To investigate the efficacy of Yisaipu combined with sulfasalazine in the
treatment of ankylosing spondylitis (AS) and To observe the effects of miR-29a and miR-146a expression in
peripheral blood mononuclear cells (PBMCs). Methods 123 patients with AS in our hospital were selected
for prospective randomized controlled study, the patients were divided into control group A (n=41), control
group B (n=41), and the observation group (n=41) by random number table. The control group A was given
Yisaipu, the control group B was given sulfasalazine, and the observation group was given Yisaipu plus sul-
fasalazine, all groups were treated for 12 weeks. The efficacy, and improvement of symptoms and conditions
[ spine pain, morning stiffness, AS activity index (BASDAI) score], serum inflammatory factor indicators
[ C reactive protein (CRP), tumor necrosis factor-a (TNF-«), matrix metalloproteinase-3 (MMP-3) ], miR-
29a, miR-146a levels in PBMCs before treatment, 4 weeks, 8 weeks, and 12 weeks after treatment in the

three groups were compared. Results  After treatment, the comparison of clinical efficacy improvement rate

EAeJB M PEHRFAFLELAB(ZMN T FERSALAL) (20171ckyhtyyy03)
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*BAZVEH TKiE, E-mail : 2ss20399153@163.com



588 - ATEWEIRITARE 20204F5 A

%124 554 J Mol Diagn Ther, May 2020, Vol. 12 No. 5

showed that the observation group had the highest, followed by the control group A, and the lowest was the

control group B, the difference was statistically significant (P<0.05). The inefficiency was the highest in the

control group B, followed by the control group A, and the lowest was the observation group (P<0.05). after

4 weeks, 8 weeks, and 12 weeks of treatment, the levels of miR-29a and miR-146a in spinal pain, morning

stiffness time, BASDALI score, serum CRP, TNF-a, MMP-3 and PBMCs were as follows: the observation

group was the lowest, followed by the control group A, and the highest was the control group B (P<0.05).

Conclusion  Application of Yisaipu combined with sulfasalazine in the treatment of AS patients can reduce

the body’s inflammatory response, reduce the levels of miR-29a and miR-146a in PBMCs, improve clinical

symptoms and conditions, and have a significant effect.

[KEY WORDS] Yisaipu; Sulfasalazine; Ankylosing spondylitis; miR-29a; miR-146a

58 ELPEAHE R (Ankylosing spondylitis , AS) J&—
Tl LA 08 1 S A Sy 32 BRI A 0 P XU P 505
GWNRYT N AS FEIRST TB IR CBEE TR A
SiE | G ik I RAEAR 3 B0 I | AR5 1E 30 5 e
TIReAE . MIEBAMLEE R IRYT AS B 525, B A
A IR, BEIWERIEOR™ . #5388
)& e SR HE Rl F--a( Tumor necrosis factor-o, TNF-a)
P25, REdi] TNF-o 635, BT HS R A R AE
FE, D R TE S . AN, I ISR B, miR-
29a.miR-146a %F miRNAs T H B s TIHe e ZFh 42
SEE TR R o B AR, S5 KRR &
Az HERE S EOCT 2 P KA M U L IE T
AS BEBEIRIETTBOR KA1 i 512 44l (Periph-
eral blood mononuclear cells, PBMCs) 4" miR -29a,
miR-146a FEK 52 M UAn] 1w AN BH A , A5 30 1 Fiy B
PERFTEXS HE T o0, A R 4IGE

1 ABSHE

1.1 W4

PEHUABE 2016 4F 8 H 2 2019458 H AS 4
123 G677 mr PR BEDLGT BRI 5T, LABEALEL 724
BE I A XIE A 2 (n=41) X HE B 24 (n=41) W%
H(n=41) . AT AEERBCIEZ T SHALHE,

PARRUE : OFF A Gl BB R 2 W 56
IPERHE AR T AS IR IRIZ iR i s @ w12
s QAL 2 > H AN el 618 259 s @% i
A TETE S OB IR SY , A AT A [R]
HA . HEBRARE : OB IO B SRS T RE T
B0 5 (26 I il I A5 995 | IV 3R e B 0 Rk
T QA S5 B s A IR R NN RE R A 5
OMRMMEZE , TR ELA 5 BURYT s @ XTI 52 1 FH 24
Wit

12 Hik
1.21 RITNE

OXF A A4 T 5 3838 (= A EME25 (-
V) A A7 BR 2N 7, 6 25 #E - S20050059) 1877+ 25
mg £5 FE A 1 mL A= BRER K E =AU &%
B R, AR 2 /R R R RS RS
R REAR N R, 9~12 JR U 3] 25 mg/JH , 4
PRV 5 T A, T A . QX R B 414G
TN L BE (IR T T 2500 A BR A FD L [ 2y
#E 7 H31020557) 3697 : 1.0 g/ik , 2 k/d, IR,
QML 25 T 4 FE WA W0 AU ML 0E « 25 98387 17
FHF 505 ¥k A % HR A 21, M RUAsE b i 1 79
S5 g FXEB 4, 3 HARIT 12 .,
1.3.2 kgl oy ik

DI 2 A P T4 < R 4 K TE R s T
Jk ML #E 5 mL, B 3 mL ifin A 2L HLES O 10 min
(%34 : 2 500 r/min #0242 010 cm) , 32 HBUMTE , T
T VR ARG 5 DA G 38 L e 0 2 1 v C g 2R
(C-reactive protein, CRP) 7K, XUHT J& o il X 6 128
I o 2 00 2 1L ¥ TNF-o 3 T 42 R 85 (1 il -3 (Ma-
trix metalloproteinase-3 , MMP-3 ) 7K - , & Il i 77 &
0 F s BV v A R A R R A R HRAE
JURE HR S U 54T . @PBMCs H miR-29a
miR-146a K : B 2mL [fiL#f A Ficoll 4325 W 43
i PBMCs, #% Trizol i 7] £ 1 B 15 $2 HL PBMCs
Small RNA, it & #| JC RNA g /K NPRAE ; 3T &
B0, 51006 50 2 i A T AR TR i
(et ) A R 2 7 58 18 ; & B cDNA, i F 5% [ ABI
2y F R 7300 981 E it PCR X DL S B 26
i PCR 1210l 72 PBMCs H' miR-29a . miR-146a /K -,
BEAPRAIE 3 B AL, LL 223 RS miR-29a
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1.4 JrRaEs

A IF 12 JRHE [ B AS PR T AE 2H (Assess-
ment of Spondyloarthritis International So - ciety,
ASAS)BRUE IR, LIS AS S 7 ROV b i
20% 24 % (ASAS20) IH ok 3% , R 3K 2 o3k,
ASAS20 E X : 5iRJ7 HI A L, SR A (Patient
global assessment, PGA ) A +E RAE & 0] 9F 5 A FE
I78 0 o AR UL 1T 431 52 (Visual analogue scale, VAS)
43{H . Bath 5 F ¥ 1 R T fE$E £ (Bath ankylos-
ing spondylitis functional index , BASFI) 4 i 45 ¥
=3 Wk 5 7E 20% M LA b, H O VAS 43 fE B k=1
g R =R BB S E<100% .
1.5 WEHEDR

3AAYT 12 JEITAk . 3 IRYT T JAYT 4.8,
12 JEAEAR ST F5 A R AS
i SRR (BASDAD #-47 | HAEJ I ] VAS 13
FE B85 10 40 M PO, AS 1550

BACEL G OC T 48 K R R B AR A R, By
10 43, A (B e I 8™, 3 ZIRYTRT BT 4.
8.12 JilJ5 3 2 AE I 4845 (CRP . TNF-a. ,MMP-3)
Ko @3 HIRYTHT RYT 4.8.12 i 5 PBMCs
miR-29a . miR-146a 7K,

1.6 Gtk

K M1 SPSS 22.0 B A 43 A Bl | 3t i %R DA
(x £5)FR ki, Z2 40 18] LR B R 2207 25 40
M5 T BB n (%) s AT 2 K s 5 97kt
N ] Ridit 4387, Z K 5 5 P<0.05 R 25 5 A Gi it 2

2 R
2.1 3HFEARTRA K
SLHAEWY ARF R R PR WO S AR A

B ) AR A CT 4330 S — Rk AH e, 2 57
TGtz L (P>0.05), WFE1,

T1 3E—MBEABLEK [(n(%), (x+s)]

Table 1 Comparison of three groups of general data [n(%), (x+s) ]

Rk WMEL (n=41)  XHE A4 (n=41) X} R B 4 (n=41) F/ZI 18 P
() 30.82+4.13 31.42+4.56 30.49+5.07 0.430 0.651
PR i (kg ) 61.94+6.42 62.76+7.14 62.27+6.56 0.155 0.857
SR FE(4F) 2.85+0.64 3.02+0.49 2.93+0.56 0.624 0.400
PR (B2, Bi) 25/16 23/18 24/17 0.201 0.904
U] 8(19.51) 9(21.95) 11(26.83) 0.647 0.724
(el 13(31.71) 11(26.83) 13(31.71) 0.309 0.857
AR U 14(34.15) 13(31.71) 16(39.02)
REER ] 27(65.85) 28(68.29) 25(60.98) 0.501 0.779
CTHi#] Vi 4(9.76) 5(12.20) 3(7.32)
1| B:E 20(48.78) 21(51.22) 24.(58.54) 0.253 0.969
I 34 17(41.46) 15(36.59) 14(34.15)

2.2 ImIRITRL

A1 B3R IT 12 J8 5 G R YT R 35 5 L 3 46
R, MBS 55 39(95.12% ) , LR 2 % R A 21
32(78.05% ) , e/ J&%F IR B 2H 25(60.98% ) , i TCAL
R XT HE B 2 e 16(39.02% ) , Hi U J2: X i A
21 9(21.95%) , T AWML 2(4.88% ) , 2 57 H 5¢
P12 L (=13.95, P<0.05) .
2.3 SR 5 IE SCGE S O R AE R miR-29a,
miR-146a 7K F

3 RYT HTE FER R AR [E] . BASDAL P43 |
1fiL ¥ CRP . TNF-o..MMP-3 & PBMCs H' miR-29a .
miR-146a 7K AL, 22 5 B G025 5 L (P>0.05) ;

IGYT 4 JE 8 A 12 JRJS B A R AR . BASDAL
P43 | 1fiL 3 CRP  TNF-a \MMP-3 }2 PBMCs ' miR-
29a . miR-146a 7K - LU B A5 5 R A <X IR A 4
<M B A, ZRAGZITEE L (P<0.05), WK 3.

3 it

AS 7] i R SRR DI R,
FEE AR R N Z N IRE K AR
5, REEG DAY MIRRILE ] T 8 b
fift W 5-BEIK IR , HAFBUR P RIBOR , i
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Rx3 3EERSRELEE R REREF .miR-29a.miR-146a 7K FLLE (v +s)

Table 3 Comparison of symptoms and improvement of condition, inflammatory factors, miR-29a, miR-146a levels in

3 groups (x£s)

S PR 5 97 1 B 15 O JNE N+
it [E] 21 no HFHW RMEE S BASDAI CRP TNF-a MMP-3  miR-29a miR-146a
&) (min) P53 (4r)  (mg/L) (pg/mL) (pg/mL)

WBITHT WER4 41 6.03%1.24 48.23%14.57 6.05£1.34 31.55+6.28 411.38+54.26 110.58=12.15 0.80+0.20 2.21+0.34
STHEAZH 41 5.97+1.31 47.64x16.03 6.11+1.28 30.46+5.71 412.53+57.29 112.06+14.03 0.78+0.17 2.23+0.31
XHABA 41 5.92+1.16 47.17+15.22 5.98+1.41 30.72+6.03 410.77+56.07 111.62+11.88 0.81+0.22 2.18+0.28

F14 0.081 0.050 0.096 0.368 0.011 0.146 0.245  0.269
P{E 0.922 0.952 0.909 0.693 0.990 0.864 0.783  0.765

VY WS 41 3.04x1.01 21.34+5.63 3.56+0.81 20.12+4.07 354.20+27.10 91.26+8.02 0.56+0.10 1.51+0.17

ARG XHAZ 41 4.22+1.10 28.79£7.02 4.33+0.86 24.33+4.25 382.26+30.02 98.17+8.43 0.68+0.11 1.87+0.20
STHEBZH 41 5.17+1.24 40.06£10.21 5.02+0.93 28.14+4.81 405.31+31.17 106.69+10.14 0.7620.13 2.06+0.22

F14 37.172 58.987 29.024 34.269 30.908 30.846 31.959  81.825
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001  <0.001

BIF O WS4 41 2632041 1657445 3.07+0.42 15.13+3.49 334.52+24.06 85.3326.61 0.43+0.11 1.02+0.24

8JHJE XIHRAZ 41 3.08£045 22.18+6.09 3.74+0.50 19.34%3.61 362.29+25.11 92.20+8.34 0.5420.12 1.40+0.31
XEAB A 41 3.6120.53 29.10+7.23  4.39+0.67 23.39+4.12 387.30+28.19 101.38+9.57 0.67+0.13 1.85+0.36

F1H 45.430 44.386 61.217 49.738 42.783 38.939 40.906  74.952
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001  <0.001

VAYF O WS4 41 1.8420.32  12.48+3.11 2.37+0.35 12.31+3.16 315.04+30.44 78.30£9.17 0.30+0.10 0.78+0.23

128G XA 41 297036 17.15+4.06 2.88+0.41 15.42+3.50 334.27+32.38 85.19+10.22 0.42+0.12 1.02+0.25
SEBZ 41  3.38x0.41 23.60+4.79 3.42+0.44 19.93+4.08 368.19+40.14 96.21+11.36 0.61+0.17 1.4420.30

FAE 195.552 78.103 70.035 46.437 24.839 31.609 56.385  66.830
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001  <0.001

I PRAFFEHE Y, TNF-oo T 9088 8 L S8 0E 2 7
5 T RS 25 LR D, T v P AR AT
40 M A T B B 2R B R D e S e A R R
JEWEIR , BHAE B R A %, S RS RAE , 25 AS
KR SRR AR AT LT TNF-o 24 BONIR
J7 AS FEEA AN, 55 P LA TNF-o 355057, [
ARG HRGE , N 35 PR AT AS R AT
EGE B IR IRAE R 5o i fg, ST AL, AR
WF 5T % B0, I 25 835 16 45 W0 R0 P B 3 97 I BB
W R AR 5 1 G TR T, 5 R AT
FAAF o TR R 25 3838 £ 2l TNF-a 521K
p75 MEANBE A 1gG1 Fe BEAR A A M i, REAS 1]
0 Ml S A PR 2 A I 2R 5 AN M 3R T TNF- o, 31041
TNF-o A= W24 06 M, U WA R E |, 22 fft AS %
T W 25 A A0 U L e &5 A N AT AN TRD
AR DR MUK RAE , 5% ff 95 1, 328 17 19 3R IR 9T 4K
R [T, CRP B e RYEA LA 7, 7l 2 5 G
WY, S RIER N, 5 TNF-a —[fZ 5 AS RIE
N KA R Rk FE s MMP-3 ) MMPs %% i H—
B, ] B B i A AN L S S R AR A, L

EEBEIR R R BRIREA R
ik 5 TNF-a ,CRP 7K P2 IEAHC, J& HI5E AS T
EZIRARY  ARWFFE R, N 5 55 156 A4
R N WE YA Y7 IS I35 CRP . TNF-o , MMP-3 7K *F-
B EWGE  IRIE SIS AT PTBRALAR AE RN
P 17 1

AR SEHGE , miR-29a A 428 ] 4455 Dick-
kopf-1 9 3'UTR X X, fill % Wnt/B-catenin {55 5 i
BT | B v A R R T S RS R
T2k ; miR-146a REFH (F F1 40 il & -1 2K
GG 1 5 TNF SZ ARG JCH - 6 ik, sk i & 4
LA B, PR RS B, 2 # Rk 5 AS BRI shik:
YA AR ST, N 5 P A A0 R
i BEIA ¥7 5 PBMCs A miR-29a . miR-146a 7K 3F- 1]
WREAR . Tt BRI 5 07 FH 25 838 1645 1 8L it ik e
TBYT S AR SRR R, B T PR 55  9 15h % ilk 5
A K B EARBLHITA Rk i — 2R

25 1 BRI 2 B8 SN AURE L IETRYT AS i
H BB RIS AE SN, T 8 PBMCs H' miR-29a,
miR-146a 35, ERIGARAEAR ST BT Al
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& MES RO EA A 4 CyP. GDF-15.1L-18
IR PSS

Xped R EMA FMRE R R4

(f§ E] HH BERBESIFLINEASBERME ALEHEN(CyP) LERKMEHT-15
(GDF-15) | 4 i A R -18 (IL-18) 7K -5 M S A I 44 T bR R IR IR IR L o Aok BEEUARE 2016 4F 12
A % 2019 4F 12 7 WOd i Jt &P e i i £8. 35 00 441, AR B R 3 AF O D REAR 2 FR B2 43y e IS TC O B REAS
4 (A=36) MR FER B OINAEAR 4 COIRE 1 . 0148, B=32) , & Il R AL # B O I REAR 44 (02l
AE AT LIV 8, C=22) , 5y 1 [ HA T AR B PR ARG 110 1 25 B2 3 30 81 S % IR o o JUE 8 75 5 D0 45 2H00 T
R, BEEE S B (ELISA) A 45 21 1 375 PRl T 7K - , Spearman K 45 43 #F CyP .GDF-15 . IL-18 5 & Il & &
IR A e = ST EC(LVER) MARSCHE . %65%  B.C M4 & 42 % &7 KR I N42 (LVEDD) |
FE WA A AR (LVESD) A2 B 4% (LAD) | ] BRJEERE (TVS ) 45 A 2RI R4tk 44 K, LVEF B %%
%, 225 BA S X (P<0.05) ; A ZH FI%F IR ZH LVEDD \LVESD .LAD .IVS .LVEF 4 2% & 40 i1 2
B (P>005), AB.CAHERHEMBIFINF-a(TNF-a) . IL-1p . BB AL HE J1 (T-AOC) B AU
#RK (BNP) \IL-6 .CyP-A .CyP-B .GDF-15 .IL-18 /K V-3 ip 240 %f R4 i £, H A (B .C =4I G B
O IIREA TR N A5 H8hR KBl T, 22 5 oA G253 L (P<0.05) o & LR A IO DI REAS 4 5
# CyP-A.CyP-B .GDF-15.IL-18 5 LVEF f£7£ b & fi A 56k (P<0.05) . 4518 & R G IO IR 42
BE PR SAE R T . CyP .GDF-15 . IL-18 /K-8 & T & , I 5.0 Ty Rl B 5 R B A7 B 0 0 3R L G R b 1y v
BN CyP . GDF-15 \IL-18 /K728 4k , LATH B A1 REAR i 100 H £ O D BB A5 1 2 A=

[X#giE] AR DINREARS; MR AZAEA; ERMEFEF-15; A4/ %-18

Effect of hypertension with cardiac insufficiency on the levels of CyP, GDF-15,

IL-18
LIU Xiaoyu, JIA Guowei, SUN Rongguo, ZHAO Ming, ZHANG Wei*
(Department of Cardiology , Cangzhou Central Hospital, Yunhe District, Cangzhou, Hebei, China, 061000)

[ABSTRACT] Objective To investigate the effect of hypertension combined with cardiac
insufficiency on the levels of cyclosporin A binding protein (CyP), growth differentiation factor-15 (GDF-
15) , interleukin-18 (IL-18) and the clinical significance of the expression of various indicators. Methods
Ninety patients with primary hypertension treated in our hospital from December 2016 to December 2019 were
selected. According to the degree of heart failure, the patients were divided into hypertension without cardiac
insufficiency group (group A, n=36) , hypertension with mild cardiac dysfunction group (group B, cardiac
function I , Il , n=32), and hypertension with moderate to severe cardiac dysfunction group (group C,
cardiac function Il , IV, n=22). Another thirty healthy volunteers who underwent physical examination in our
hospital during the same period were recruited as the control group. Cardiac ultrasound was used to detect the

heart function of patients in all group. Enzyme-linked immunosorbent assay (ELISA) was used to detect serum

KA A A A AT R B (20181761)
VR 345 FT b e W AR AT R P s EFR s )9 =, FT Ak i M 061000
*@AZAVE A 3k, E-mail : jizhixianshang@163.com
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levels of factors. The correlation between CyP, GDF-15, IL-18 and left ventricular ejection fraction (LVEF) in
patients with hypertension complicated with cardiac insufficiency were analyzed using Spearman rank
correlation. Results The left ventricular end - diastolic diameter (LVEDD) , left ventricular end - systolic
diameter (LVESD), left atrial inner diameter (LAD), and ventricular septal thickness (IVS) of the two groups
of patients in B and C were significantly larger than those of the group A and the control group, and LVEF was
significantly reduced (P<0.05). There was no significant difference in the LVEDD, LVESD, LAD, IVS, and
LVEF between the group A and the control group (P>0.05). The levels of tumor necrosis factor-a (TNF-at) ,
IL-1B, total antioxidant capacity (T-AOC), B-type brain natriuretic peptide (BNP), IL-6, CyP-A, CyP-B,
GDF-15, and IL-18 in patients in the groups A, B, and C were significantly higher than those in the control
group, and the levels of various indicators gradually increased with the increase of patients with cardiac
insufficiency, and the differences were statistically significant (P<0.05). There was a significant negative
correlation between CyP-A, CyP-B, GDF-15, IL-18 and LVEF in patients with hypertension and cardiac
insufficiency (P<0.05). Conclusion The levels of inflammatory factors, CyP, GDF-15, and IL-18 in patients
with hypertension and cardiac insufficiency are significantly increased, and have a significant relationship with

the degree of cardiac dysfunction. Clinically, it is necessary to monitor the changes of CyP, GDF-15, and IL-18

to prevent and reduce the occurrence of cardiac function impairment in patients with hypertension.

[KEY WORDS] Essential hypertension; Cardiac insufficiency; Cyclosporin A binding protein; Growth

differentiation factor-15; Interleukin-18

o I FE 2 I PR b 43 DL O Il A R S R
5, % 0 PR R R B 9 R AT R B0
I RE A S50 1 el AR, 5 802 O = TR | Bl ks A
WA Koot Sy 3ol A o WS RBATY Bl A & I AR
B AW I i FE T R RO R L
Uy () RS B SR T M AE TR E AR AR R
o HILESBOIEEANEPLEIE 2, 541
PSR A U EZY N R/ SR &R AR S A 7
FAEARE, FRALGSEN(XHRERE,
cylophilin, CyP) 741 4 Jfd G 2 J00 i) | 9 45 2 11 ok
B AR IR A Sy T A AR
CyP &5 T A5 40 55 A= B L A%, £ a0k 1 sh ik
sFERE ALY A A . A B - 15(Growth dif-
ferentiation factor 15, GDF-15) J& T v i J v 2K
O I fap 3k 7 B PR 4 A e R S
AR LA R R B m R AT K18
(interleukin-18, IL-18) & B E A R M H 7, H 5
O I G B B A R R IR 56 . IR L, AR 9T
B LR A RO T RE R 2 Xt ¥ CyP . GDF-15,
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[ GE 24 7)) I 1 7 % &7 5Kk AR B N 42 (Left ventricu-
lar end diastolic diameter , LVEDD ) | A & X 4q
K # M 4% (Left ventricular end systolic diameter,
LVESD) . 7£ B+ N & (Left atrial inner diameter,
LAD) . % [0] B J& £ (Interventricular septal thick-
ness, IVS) K 7c 25 % 1fit 43 %4 (Left ventricular ejec-
tion fraction, LVEF) , )2 28 E#E .0 s [ 2
A2 5 Tk kR 1.5~2.5 MHz, T
I 32 ph 7] — &l PR R4 58 B
1.2.2 (il

A BEFERT 3 T 15 R A IE A5 mL # ik
1fiL, 3 000 r/min Z.0> 10 min 43 B IfL 75 , —20C A7
R o SR FH i 5 G0 98 W Fff 75 (Enzyme-linked im-
munosorbent assay , ELISA ) ¥ {1 £% 21 1Ly fFfJi IR 46
“F-a (Tumor necrosis factor-o, TNF-a) \IL-1B .
B9t % 1k B8 J1 (Total antioxidant capacity, T -
AOC) . B % fixi £/ K (B - type natriuretic peptide ,
BNP) .IL-6 ,CyP-A ,CyP-B .GDF-15IL-18 7K},

Sk H] CB-372 Al 4> [ 3l FR 1L (TRACE 23 7))l &
ZE i 490 nm 4b 2 HL OD B, 3 2 A5 o il 26 115345
I3 AR R 7k B AR & B A T AR
Al o A AR R ) R A AR U T AT A
BiE,
1.3 Giil &b

K HI SPSS 20.0 FAF AT 8 o3 #r L 5 PR
Ph(x+s) 3, PRALIE] ELBCR F R0, Z2 4110 Hh i
K F B IK 3R J7 22 43 A 5 Spearman £ 46 73 H CyP
GDF-15.1IL-18 5 & L & & - 0 I REAS & B &
LVEF A&, P<0.05 &R B A% 275 .

2 R

2.1 A4LLTIReR IS R s

4 #H 8] LVEDD ,LVESD ,LAD .IVS /K F 45 .
X B2 <A 4H<B 4<C 4, ZRA G H#E X (P<
0.05) ; LVEF (%) /K- Fb#2 : C 41 <B 41 <A 41 <X
H, EZRAGIHE L (P<0.05), WLFE1,

Rl AHEDINEERMEERIEE (7+s)

Table 1 Comparison of cardiac function test results in the 4 groups ( % %s)

21 51 n LVEDD (mm) LVESD(mm) LAD(mm) IVS(mm) LVEF(%)
bopicEl 30 45.2+4.9 222429 27.7+3.5 8.8+1.9 55.8+5.1
A 36 45.8+5.6 23.0+2.4 27.1+3.3 9.1+1.6 54.3+5.7
B4 32 51.3+6.9" 29.3+3.4%® 32.5£5.0" 10.2+1.4® 48.6+4.4®
c4 22 55.8+6.4 ™ 38.3+4.3™, 36.8+4.6™ 11.4+1.6™ 38.2+5.2 "
F1E 6.769 15.208 8.107 56.036 12.194
P 0.000 0.000 0.000 0.000 0.000

X BRI, 'P<0.05;5 5 A 4l HE,°P<0.05; 5 B 41 L #%,°P<0.05,

2.2 AW IAE LA KO s

4 44 [8] TNF-a, \IL-6.IL-18 .BNP /K- Hb 85 - %
M <A <BA<CH, EZRAZIT¥E XL (P<
0.05) ; T-AOC 7K - Hu3s : C 241 <B 41<A 4 <X} I,
ZEFA G FE L (P<0.05), WK 2,

2.3 4% CyP.GDF-15.IL-18 /K- [b 4%

4 4[] CyP-A .CyP-B .GDF-15 /K- H 85 : %} I
H<AH<BH<CH, R A G X (P<0.05);
IL-18 /K- L 4% . C 2H<B 41 <A <X B4, 5 554
Gt X (P<0.05), WF 3,

R2 AAREREWNHEFKELE (x£5)

Table 2 Comparison of inflammation and oxidative stress factor levels in the 4 groups (x +s)

217 n TNF-a(ng/L) IL-6(pg/mL) IL-1B(ng/L) BNP(pg/mL) T-AOC(TU/L)
PapiCE| 30 2.240.6 61.9+14.4 497.6+87.2 53.6%6.1 21.9+5.6
A 36 4.6+1.2" 80.8+25.9" 602.4%91.1° 92.4+8.3° 17.0£4.8'
B4 32 5.8+2.8" 94.7+26.3" 790.3+89.6® 136.4£10.2" 11.5+4.5°
c4 22 11.7+4.4% 109.6+28.0™ 829.7+93 2" 310.8+16.6™ 7.4+1.3"
Fi& 10.059 7.313 13.180 39.322 13.688
PH 0.000 0.000 0.000 0.000 0.000

T X IR LLAE, P<0.055 15 A HILEL, "P<0.05; 15 B H ILAL, P<0.05,



SNTEWiER T 20204E5 A $5124 4551 T Mol Diagn Ther, May 2020, Vol. 12 No. 5 - 595 -

R 3 44 CyP.GDF-15,IL-18 7K FLL IR ( & +s)
Table 3 Comparison of CyP, GDF-15, and IL-18 levels in the 4 groups ( % %s)

25 n CyP-A(ng/L) CyP-B(ng/L) GDF-15(ng/L) IL-18(pg/mL)
X HRZH 30 7.5+1.2 135.3+9.3 223.6+13.5 215.3+15.4
A 36 9.9+2.4° 168.7+11.1° 310.1£15.2" 303.5+16.7°
B4 32 11.8+2.6" 189.5+12.8 377.6+21.8" 399.8+20.4 ™
c4 22 13.8+3.0™ 201.2+12.4™ 572.8+25.6™ 642.3+27.7"
FAil 8.775 10.210 16.892 18.300
Pl 0.000 0.000 0.000 0.000
T S0 IRALEEEL, °P<0.055 5 A 41, °P<0.055 5 B 41 HL#L, “P<0.05.
3 it IR0 IS AR R, ARSI,

fe IR AT S BUR A2 O = Al K, O LA
Ji0 7 2 B 25 - 1A 55 5K K -1 [ 2 4t (Renin-angio-
tensin-aldosterone system, RAAS )i B 307 52 1
S EUM G HE G LT G, 5| A R) BT 3 in
Koot U LI A, DA -5 S50 0 A &4 01 67 7K R
FEskJ1 BT ORI B FEAR, 200 = DR S 40
TE 5 I 98 5 2F i b, R PR I N k5 AR
FI™', TNF-a IL-6 . IL-1 %534 0] ph SR L I 40
PR T A PR S O W] R B — R 1
AR RN S B s . RS R, SRR K 1]
RO UL A A8 VLA AL R I A8 P R 4
— % 1k A & 1§ (endothelial nitric oxide synthase,
eNOS ) I M Ko Rk i, Jay#8 NO # £ ,NO 4 3 JF
R AT L 25 19 Jie 1 TE MR LD A T, DTS B0 AL 4
MR T MR EFEA . BNP DR TE M AR,
M 3 K AR 0 F BE K T O B A AR AR
VIJ&Z , BNP J2& H Wt 70 .0 25 S 46 D) R AS 4 110 B0k
fEbr. T-AOC I 1 AL St 8 AL RE T, H s ke
T REBRAE A 7K B B A OK - AR5
S5 U ST, JE 20 M PR ok B O AR T v i e
B DI RE RS I A &

CyP-A . CyP-B } CyP R i i # h BEE R
Fir, W55 % W] CyP-A [ CyP-B 5 HLA 2 i 4 1 X -+
LA A PR A7 AR DIOGHR " AU A 1l
AR SRR A I, AT 52 CyP-A (CyP-B 7K
VTt . CyP-A . CyP-B Fhimyift— DAL i R P+
R T LA, 51 R HUATT A A RE JTBEAR , fid i
PN 20 B3 5 9 S 30 TNF-« | IL-6 . IL-1B 2545 b7 5
HUYS BRI R A LB AL O WU T 67 e ik
KB HE S SFAE L, O E S I H GDF-15 e
JE TGH T . GDF-15 Al 41 il 48 fd 4 7 F.0 L

GDEF-15 7EJ¢Cx JULAH L AE K 84 [R) s, o m] 42 7800 L
T 2 20 6 448 5 e B BT o TL-18 1 5 H Az 4k
SEAAENUR G RE T U Ye PUoR R &
VEEEAE . WF5ede ™, TL-18 nl {ieF i 4 - ¥
JLZN M3 58 R, 51 & MLAE EE Y, a0 i i e 2
IR AE R . AR R IL-18 5.0
I P9 K R A G o

A 5% th 45 B2 42 7% CyP-A . CyP-B . GDF-15 .
IL-18 X - s f i I 4 90 I REAS 4 J8 5 P
BEHGHBNE. SIESIFLINESEEE
O LA AN B 1 e A AU B 14 K, jR o R R
O 1 BN PR AE R I 5 ARER 545 38
b A G bR A AT SR AL g 1 AR O DR RS 12
T P 9 A A R A TP A BRI L AE I )2 R
TG PEAS $ AL E 2R A

ZE LTIk, IR A IR O DI RN 4 B ML
HAE AT . CyP . GDF-15 . IL-18 /K B i T &1 , 9F:
50Uy AT FR B AR A I R OC R L IR LN
WL CyP . GDFE-15 . IL-18 7K 284k, , LA Bl TR
e I S O T RE AR A3 1 R A

&% 30k

(1] RFH, EME & MRy 5 (1], Aemg ppy e,
2015,41(3) :287-290.

(2] WR)AN, ZERARR WRHE A5 L LT T AR 11 AL AN B T R
9 RINE A 50 R R R 3R B e R ) o 28 1 O &
[J]. s AEaEde, 2018,38(16) : 3862-3864.

[3]  Vukovi¢ Dejanovi¢ V, Bogavac - Stanojevié N, Kotur Ste-
vuljevi¢ J, et al. Circulating levels of inflammatory parame-
ters pentraxin-3, cyclophilin and heparin - binding epidermal
growth factor-like growth factor in patients with ST-elevation
myocardial infarction [J]. Scand J clin lab invest, 2020, 80
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miR-182-5p P Ti4iNE H Wi le 2k S i g i Bes . Lk

=
Filfz 2%
AGRAT IR MRS RF ' Feek

[ ZE] HE %0 miR-182-5p P8 77 400 [ WX B i 40 o8 TR AR 2w, ik K
A e SR i B AN B i S SR A 2 L IE R R AN GES-1 5 B R 4k BGC-823 1 miR-182
-5p MRIE o 40 D R Gy DS S 30 A 00 40 L 1 L 4 230U & 8 (CCK-8) S5 Rl SE 36 Rl
ZESLBG Ay BRI AN IG5 TR R, R 5S4 GES-1 M LL, B 4141/ BGC-823 4l itk
o miR-182-5p (3R 15 W 2 11 (P<0.05) ;s #H L1 T-5% BEZH , AR i Ak 22 100 19 13/ RNA B30 7 240 [ K7
TR O A C B 11 1 1% 48E 3B (LC3B)II/I Fl Beclinl Z3A34 N JIE FifA& 1(SQSTM1 B P62) ik /b, Fiik
P AR A /I RNA FE BRI 2125 A0 S (P<0.05) 5 3 1 4215 miR-182-5p Jri , 4H U 5 TR Rl 22 fE )
SR A0 miR-182-5p Rk )G , NN TT RS RS RE S0 (P<0.05) . 53 miR-182-5p ] fiEf& il
Job M WA AR R A () BE T TS AR 2% , miR-182-5p A AR Ny B R I TR TE TR T HE A

[X$2i"] miR-182-5p; H; AWE; 5 ; T8 =28

miR-182-5p promotes proliferation, migration and invasion of gastric cancer

cells by regulating autophagy

XIANG Lvzhu' , WANG Ye? , CHEN Wen® , ZHAO Qi', PENG Rui', MU Xiaofeng**

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

[ABSTRCT] Objective To investigate the effects of miR-182-5p on the proliferation, migration and
invasion of gastric cancer cells by regulating autophagy. Methods Real-time quantitative polymerase chain re-
action (RT-qPCR) was used to detect the expression of miR-182-5p in gastric cancer and paracancerous tissues,
normal gastric epithelial cells GES-1 and gastric cancer cells BGC-823. Autophagy was detected by cytofluores-
cence and western blot. CCK-8 assay, scratch assay and Transwell assay were used to detect the effects of miR-
182-5p on proliferation, migration and invasion, respectively. Results Compared with paracancerous tissues
and GES-1 cells, the expression of miR-182-5p was significantly increased in gastric cancer tissues and BGC-
823 cells (P<0.05) ; Compared with the control group, the level of autophagy was increased, the expression of
LC3B I/ and Beclinl were increased, the expression of P62 was decreased in miR-182-5p agomir cells, and
the level of autophagy was decreased in miR-182-5p antagomir group (P<0.05) ; the proliferation, migration
and invasion of BGC-823 cells were increased after overexpression of miR-182-5p in BGC-823 cells, the prolif-
eration, migration and invasion of BGC-823 cells were decreased by inhibiting the expression of miR-182-5p
(P<0.05). Conclusion miR-182-5p may promotes proliferation, migration and invasion of gastric cancer
cells by enhancing the level of autophagy, and it might be a potential therapeutic target for gastric cancer.

[KEY WORDS] miR-182-5p; gastric cancer; autophagy; proliferation; migration; invasion
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B i UL R AT e, R R A TR
] A PR g v s 7, 2015 48 1 9 ) AR
s NECH 679 100, HA e T A%0CH 498 000, F
115 98 22 O REIR , KA 80% 1 1 IR 5B 2 R
IO R T B AR RS K AR AR R AR L
IR Rk — 2D RS B i A A AL, 4R
M4 PRI IS A EENIRRE L. CAMR
0] miR-182-5p = S fitide > " LA R FL R
SRR 4 2 A %7 L H miR-182-5p 7 5 9 P 194 1]
FEEGRT, AMESENEER SR RS
WEEAER XA fg S B 01288 DL
W E B A O AR E B2 i R W miR-
182-5p A 422 B (Rl H2AE HT T F 3 2 174 5% B 6 ]
VT B R AN [ g H B Y miR-182-5p YR
K AWK DL S 2 A G A A AR 22 1
SR AN B . PRLIHOAS 9958 3 5815 miR-182-5p
PR A WX AR AR A R AR 2R S,
FHEIEN IR S PR SR

1 #RFAE

1.1 HBA A IR

WCE 1 16 XoF 1 i FIAH I 98 55 2H 2UbR A (B8
212 em, LA PR e o 38 I 0 268 0 R 55 AL U0
A5 ) Bk B B TG BB 2015 4F 2 2018 4FE T
A5 B, e itk 2 25 % 3% 73 9] (Tumor, Node,
Metastasis, TNM ) & T2NOMO1B ], H & 4% 47~
4% PR 63 4 . BES ST S E
EA R ER AR B R SR, A
'S 90 2 L Bk BGC-823 FILIE# 15 1 2 40 ifd GES-1 11
Hile FIE AR R A A, R EA
10% i 4 L35 A1 1% 75 55 3% - 6 B 3K 1Y 1640 55 57
5L, T 37C 5% 1) CO B F- A h i 9% . Feiktb &
I BN RNA 3 2055) (miR-182-5p agomir ) A #4 fil1
miR-182-5p Wik , KRR AL A1 1Y 50/ RNA 45
5% (miR-182-5p antagomir ) AJ [k miR-182-5p I
ik, o I DVRR IR AL A B 1 9 3/ RNA B30 71
A X BB 4 (miR -182-5p agomir no template con-
trol, miR-182-5p agomir NTC ) 1475 1k 24 16 1 1)
/N RNA #5451 71 T A5 A %) B8 497 (miR-182-5p an-
tagomir no template control, miR-182-5p antagomir
NTC) Jy %} F& , 43 miR-182-5p agomir NTC 4 5
miR-182-5p agomir 2| , miR-182-5p antagomir NTC
2l 5 miR-182-5p antagomir 2 .

1.2 FRALE R

S E B R A AE 2 B N AN A e H 3R
Applied Biosystem 2\ 1) , fit J5 E[J 76 2 ¥ Il [ 56
Bio-Rad 73 A, il 55 W A 7 5] Carl Zeiss 23 Al o
miR-182-5p agomir 5 miR-182-5p agomir NTC ,miR
-182-5p antagomir 5 miR-182-5p antagomir NTC /4]
H P8 A PR A BR A W] s Master Mix i1 1)
F 3% [# Applied Biosystem 2\ ] ; $iL {4 Iy [ 9%
Abcam A A [ Prlig & 1 (Sequestosomel , SQSTM1
5 P62) B 155 ab56416, $71 Beclinl HLiA ) 755
ab207612, P M & 1 1 75% 3B (microtubule
associated protein 1 light chain 3 beta, LC3B) JT1A A9
B2 ab51520 | 5 B 75 - 2O EAR 28 A - UE AH G EE
F 1824 3B I At [E F o DUME AR ) R A R
/AT
1.3 STk
1.3.1 SEI € i 54 i % =X A D miR-182-5p
IS

Trizol L4 UG RNA J5 |, )% 54 cDNA, LA
cDNA Syt , 11 4% 57 51 9 (has-miR-182-5p-F:
GGG TTT GGC AAT GGT AGA ACT CA, has-miR
-182-5p-R: CCA GTG CAG GGT CCG AGG T) i#
1973 , L U6 (U6-F: CTC GCT TCG GCA GCA
CA,U6-R: AAC GTT CAC GAA TTT GCG T) I
Z, KR A 4.6 wL, 514 0.4 pL, Master
Mix 5.0 pLo M % 4 95C 3 min, 95C 15 s,
60C 1 min, $417 40 MEIF .
1.3.2 45 eh I F K-

DL 2X 10" AN /AL %) 28 i %% 2 AT 2 IE 1Y
48 fLAR H, K5 9% 12 h 5 #EAT T 900, R AR 4L 24 m
HBAD-GFP-LC3B Jii i . #kLEK7% 4 h )5, T kE
FEIE IFAMINT IR, 48 h 5, WA BB 2 4,
6-I5 JpK -2- e ng| e e 5, B J5 T AR T 40 R
i1t
1.3.3 s B A I 2 1 1 Rk

0 M AR A SR IBCEVEE L O I E R . EAT R
VA TE i 5 I R YK, Kb B R e IR 2 M
(polyvinylidene fluoride , PVDF) , &£ 4 1 h 5,
A —#Ht (HT Beclinl Hi A (1:5 000, it P62 Hi 4 |
1:1 000, T LC3B Hiik . 1:3 000) 4TI E , H
7 0.05% M -20 1922 i ER %W (Tris 10 mM, NaCl
150 mM, pH7.5) VEJE 5, In A Z 51 (1:3 000) == i
BEE 1 h, PERE B2 ii& .
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1.3.4 CCK-8(cell counting kit 8, CCK-8) 7% £ il
I it 5 5

L 8x10° /L 1 4t i 2% 2 AT 96 fLAR 7, 12 h
Ja AT TR, 9% 1.2.3.4 do BEALINA 10 pL
CCK-8 k75 , W & 2 h, FH A b {SORG: T 4% L A9 Ok
WA
1.3.5 XRS50 A6 41 i 3T A%

PL 6x10° /LA 40 il 2% B AP T 6 fLAR Y, 12 h
Ja AT RIR , R ER 22 v (0.01 M, pH 7.5) 757 3
Wa , TR TR AL A TG M Ky 37 3k
FFHEAT T, k2595 72 h ), T BAdEs R RIf
THE TR
1.3.6 (=2 H R I 40 i f= 28

PEHTH Transwell /N (—Fh A 38 75 P 19 342
ol YS9 1 F L R R vk 7 L SR 5 TG i i B
FE L H B A A B, LA 2X10" 4N/ /INES 1 5 4 Aol
T B, FETMA 500 pL &4 10%8 4 175 1
KRt R 12 W IR AT T 1. 48 h )5, 4% RH
P [ 72 15 min, 0.1%%5 i 28 44 (4 5 min, B2 £k 2%
RIS T BB N RS
1.4 Gtk

4511 22 Ab PR R A Graph Pad Prism 5 84 H
MG T2 o WA R AT o BT R A % 2 i i
TORHW B (x £5) BRI o IEA 501 5K
W H 22 [a] Y L3R T e ke 5, P<0.05 1A 22 % A 40

BN
2 &R

2.1 miR-182-5p £ [ Ji# 41 41 F1 BGC-823 4 Jitd Bk
hRE T

A EE T 55 4140, H i 41 21 HF miR-182-5p Ay
ik LM, 25 A 50228 L (1=2.421, P<0.05)
(K 1A) ; [AIAE , BGC-823 4 iy ' miR-182-5p 1) 3
NS T IER E 41 GES-1, 2 5 A 4uit2#
B X (1=6.757,P<0.05) (K 1B) ,

g
wn

*
A

(V]
S
BN
=)

—
w

—

w

miRNA-1825-5p
S o =
o wn o

Relative expression of
miRNA-1825-5p
-
=)
Ll
Relative expression of

=4
{

! 2 GES-1  BGC-823
TE : A miR-182-5p 7E 16 % 8 I /9 55 4 43 1 A A 36 3k 4
B.miR-182-5p 7£ 1 i BGC-823 4l fifd iy A XF F ik i o 14 adja-
cent tissue; 2 4 tumor tissue ; ¥*P<0.05 F /8 5% A, ZHH
it L
Bl miR-182-5p E BEALMBEMBPHENREE
Figure 1 Relative expression of miR-182-5p in gastric

cancer tissues and cells

2.2 miR-182-5p 345 H ¥ 41 i #k BGC-823 [ A
I 7K S

A1 EE T X B 41, miR-182-5p agomir 4 F Wi
4 A 43 EE G, W AR ¢ 85 H Beclind 40
P62 Uil /b LC3B- 11/ 1 B4 A, # 4k [ 1k K SF 4
i, ZF A FE X (P0.05) (£ 1, K 24,
[l 2B ) , Ifii miR-182-5p antagomir 41 %% & [ Ik 7k
T s, 25 A %% E X (P<0.05) . W%
2, K 2C, K 2D,
2.3 miR-182-5p {2 ik B A0l bk BGC-823 1458

AH L F 4T BE 2, miR-182-5p agomir £ 2] Jifg 3
FE BE 845 1 miR-182-5p antagomir ZH 21 ffd 344 5E
AE AR, 22 R A Gt 22 X (P<0.05) . L
K3,
2.4 miR-182-5p fi¢ it H ¥ 40 i) ¥k BGC-823 1y
i

A H T X B2l , miR-182-5p agomir ZH K] I
T s/ (R & A 2 % 65.67+7.77 vs
45.33+11.93) , i L iEF fig 7 BH b 3 58 , 17 miR-182
-5p antagomir ZH 4fi il IE % fig 1855 (RIR A& A 7
H% 25.67+5.89 vs 44.33+9.29) , 2 F ¥4 G it 2
X(P<0.05), ULIE 4,

F1 miR-182-5p it FTix 3T B M BGC-823 BIE/KFRIFM (x+s)
Table 1 The effects of miR-182-5p overexpression on autophagy in BGC-823 cells (x+s)

vaxil S ) NER e Beclinl P62 LC3B-11/1
agomir NTC 36.670+10.020 1.059+0.181 1.053+0.189 1.080+0.252
agomir 48.330+7.506° 1.39520.172" 0.665£0.115" 2.340+0.396*
tH 8.030 8.382 5.878 15.130
P 0.015 0.014 0.027 0.004

1 . 5 agomir NTC 21 [L#,* P<0.05,
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2 miR-182-5p (R FRIE 3t B A BGC-623 BIE/KFHIRM (v £5)
Table 2 The effects of low expression of miR-182-5p on autophagy in BGC-823 cells (x+s)

200) ; B. miR-182-5p agomir 21 J H: Xt B8 21 1) [ s AH G 2 (4 52 56

Srd LY g Beclinl P62 LC3B-11/1
antagomir NTC 37.000£11.140 1.023+0.156 1.017+0.355 1.085+0.258
antagomir 28.330+9.504 0.671+0.132 1.557+0.221 0.503%0.166
t1H 7.211 16.87 4.356 5.916
P1E 0.019 0.004 0.049 0.027
. miR-182-5 miR-182-5)
A DAPI GFP-LC3B Merge < o&é A antagomir N”II)'C amagomirp
miR-182-5p P 5
agomir NTC P62 ” g
Beclin 1 _ g
Le3Bll/ ] = E
miR-182-5p : on 5]
agomir DAPDH R ;
< %
C DAPI GFP-LC3B  Merge éc,&&o
omieNTC -- i “
e Beclin | [ B momiNTC miomr
miR-182-5p LCsBll/1 - %
antagomir DAPDH - — :
VE: A. miR-182-5p agomir £ K HH R LAY A 6 5 5B ] ( ::

; C. miR-182-5p antagomir £ S J % B8 2 1) 4 i £ 928 ¢ Ol 52 46
%] (%200) ; D. miR-182-5p antagomir 2H K F:xF FR AL (1Y [ W5 AH G 25
FSERE . P<0.05 F7R G0 IREAAALL , 22 A G E X,
E 2 miR-182-5p %t BGC-823 4 il B M Y 22 1
Figure 2 The effects of miR-182-5p on autophagy in
BGC-823 cells

A 30 B* 25 *
£ 25 B
£ § 2.0
< 20 g
3 g 15
;«s 1.5 — agomir NTC ;“ — agomir NTC
- agomi —=— antagomir
8 1.0 gomir 8 1.0 2
0.5 0.5
0 1 2 3 4 0 1 2 3 4
Days Days

7 : AmiR-182-5p agomir ZH K H:XJ I8 41 (1% 21 fifg 384 4 15 % ; B. miR-
182-5p antagomir 21 & I BEZ 1 A0 M MG B 1 0 . #P<0.05 R 5
MIRAARLL , 2R A G FE L
B3 miR-182-5p X BGC-823 £ A1 58 Ak 11 O 220
Figure 3 The effects of miR-182-5p on the proliferation of
BGC-823 cells

2.5 miR-182-5p fiE it 5 FE 4 ik BGC-823 11258

miR-182-5p agomir 25 i 12 3 JiT i 1Y 4 g 4 =
FHXF IR 4 (970.0£180.0 vs 747.0+106.7) , miR-182
-5p antagomir 2H 38 2 3 T e (149 40 fif Kb O IR
21 (537.0+84.5 vs 750.3£152.5) 1>, 2% 5 i@ﬁ%’ﬁfr
= (P<0.05), WA 5,

¥ : A. miR-182-5p agomir 41 J& H: ] HR 41 () 20 Jifd i B8 52 56 1A
B. miR-182-5p antagomir 41 K Ho 6T B8 41 (1) 41 i 1 F% 50 56 ]
B 4 miR-182-5p X BGC-823 40 A iE 7 Bk ST RIS 00 (x40)
Figure 4 The effects of miR-182-5p on the migration
of BGC-823 cells (x40)

miR-182-5p miR-182-5p
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antagomir NTC antagomir 900
: : § 300
=}
]
=
El
= 300
8
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S
g\;\\‘“1 2™
2020

F : A. miR-182-5p agomir ZH J H X JEZH () 40 i 47 %% ; B. miR-
182-5p antagomir ZH Az H:XF 21 A 41 i 42 28 55 56 1]
&5 miR-182-5p Xt BGC-823 4HAE{E L8 HEIRME (x40)
Figure 5 The effects of miR-182-5p on the invasion of
BGC-823 cells (x40)
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C S FBIEIRTr Al 202045 H
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/N B % 82 (microRNA , miRNA) R £ 5
T SR KT B TR 3R TR i IR 45, A IR A A TN RS vh
RIEEZAMEH . miR-182-5p 78 B i (4 % 1 & v
MIAVE TR AETE S 1L, A 9T A 05 il R AR L
e £ ML h miR-182-5p 1Y # ik T, Al LAIAE
JBTER A YIRS Y s Ramadan 45 L& B E
I FA 10 A 8] i AN 2H 23 miR-182-5p 1Y 4 35 T
e, H5 B B R A AN B TS AH G A A
7% &P 40 HCG-27 1 miR-182-5p %3k i,
H miR-182-5p A i@ 1 T ¥4 Ras #H 5 5 1 Rab-27A
(Ras-related protein Rab-27A, RAB27A ) fit #f & I
4 R A 3G FE AE RS, X4 R miR-182-5p Al g i
BRI R SR, A 58 & I miR-182-5p
B A gh 2 LFR A, 1 R 3K miR-182-5p 7]
0351 15 e 0 A A% 3 5 DL S TR O W, TR & R
SR AN M 9 3% ) ANUBLI [ BVEEFR | AN #8925 449 35
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FIH: |1 97 52 4% v R 42 I 4% 22 TR AR ELAVR A OGS
A5 4 BRAE 16 X B i 41 4UR B 9 40 i BGC-823
1 miR-182-5p ik T+, H T I miR-182-5p [ 3%
INEF, A A G A R R R B R IS L S
£ T miR-182-5p 11 4 e 4 73 1 i s, itk — 20
AIAIL A I P it 1 3T A0 S AR A

miRNA A DL 542 5 A4 F T B i 2% 0 ¢
TEEEPR A A0 M S T R e iR 1Y A AR R
& i BTSE & P, miR-423-3p il i 8 5 B
I U 44t R -2 8 1 AH AR A S AR T ) 3R T
/7 (B-cell lymphoma-2 interactig mediator of cell
death, Bim) ¥ 3% 1k e 0% 0E HA 2 9 4F F 1y i
I AR AR R & T Fan H 48 A1 & B miR-
let-7a 7 15 9 41 Al v 38 ik 50 ) 75 00 25 2 AN U
mTOR 4318 (Rapamycin-insensitive companion
of mTOR, Rictor) J&75 [F Wt it 2 , 42 #F B i (4 4 A=
KR X RN AR miR-423-3p Fl miR-let-7a 4 6545
A LA REARG B o A A 19 WK P, DTk 38040 a4
KAEYH B HRMA BT KB miR-1265 A] DL i
R AIC 85 45 A 85 H 39 (calcium binding protein 39,
CAB39) BRI , T 17T 91 15—l 1R AR 3500 2 K

i - Ml L 20 ) e A 25 2% #E 25 (Adenosine Mono Phos-
phate - activated protein kinase- mammalian target of
rapamycin, AMPK-mTOR ) {5 5% 5 5 42 K 401 i
SEE N W A R A ) 1 5, AR S
20 M A 0 T, O R YA T BT TR 35 T R
AU miRNA X A8 I 45 A7 A 19 3 28 22 S5 AT g
55 miRNA 73 ¥ (A [6) 05 1 B i 0 3 AN ) LA
LA 38 i B AN R A G, 5 22 BB miRNA 7 F W
1o AR 0 R A A e B b B9 VR T, AT ST 4 R 3R
SR HE IR ARYE . AW 5E & B miR-182-5p £k |-
ST RS N O e N = e N B GiRe  =
Wi A E AT A3 BERT, 2B e U B R R AR
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AWK miR-182-5p 5 40 i A MEAHZS 5, A
FEE T miRNA BIBTSE N 28, d 0 H g R B 58 32
It T ORNE AR 42 . H3 3 TargetScan 45 5 45 142 it
ALK, B bk T 4 f 9 -2 3 A (B-cell lymphoma-2,
BCL-2) & miR-182-5p [ IE H 2 — | A7 544 Be-
clin 1 iy 3% , 4 9 20 g [ WK -F- , {5 miR-182-5p
X I B BAR S T LA 5 — DY . R
(R 156, AR BF 58 & B miR-182-5p 7] Rl 3 1 56 41
JiL B KT AR e A0 R A T R R 2
X /R miR-182-5p AT E 2 B IR T I — e AL
s B AR IR E S

Sk
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miR-148a-3p ¥ In] DLLA 3 ARG B2 4 ) U i 45 983 W 1
NN

> *

FEE FR

[(# ZE] BA %) miR-148a-3p #l[1] Delta FEEC A 4 (DLLA) XF 4240 JL il 45598 P Bz 40 it 58 5 A
ToIREN . FiE LAY E i PCR(RT-qPCR) (4 )5 Elic (Western blot) £l miR-148a-3p .DLLA 1£
MR L IE R B RS i 33k o 8 1048 8 N B2 40 A2 43 24 miR-NC ,miR-148a-3p ,si-NC , si-DLL4 |
miR-148a-3p+pcDNA . miR-148a-3p+pcDNA-DLLA 20 o >R FH PU HY A S0 £ (MTT) 2% | 37 =2 4 Ji A4S
ARG S AT o S 9e G 2R IR 45 52 46 A1 Western blot ffi '8 miR-148a-3p il DLLA [ X R, &R
55 UF g R 2H AU H A 104598 2H 4 b miR-148a-3p 3235 A%, DLL4 F A0, 2% B A i it 2 X (P<
0.05) ., 33k miR-148a-3p sl | DLLA J& , 198 P 5 A0 ML3E 7 FAIS, PR T30, 25 5 G4 X
(P<0.05) ., 5id#35 miR-148a-3p LA, i3 #35 DLL4 1] %6 4% miR-148a-3p X L4588 P9 1z 40 i s o 08 1
SE R, 22 50 G 1T 3 L (P<0.05) . miR-148a-3p #E[0] {1 ] 4% DLL4 %3k, & AMF55 K M miR-
148a-3p 38 125 48 ] DLLA w] 400 ] i 57988 P B2 40 e 5, (2 0k 4 A g 1, 2 B2 40 )Lt 8790 R s AT T Ak

[%##i7] miR-148a-3p; Delta FERCIR 45 B4 JLIMGEIR 5 40 MO 5 P T

miR - 148a - 3p inhibits proliferation and promotes apoptosis of infantile

hemangioma endothelial cells by targeting DLL4
LI Haiyan*, LI Fan
(Newborn department of anyang maternal and child health hospital, Anyang, Henan, China, 455000)

[ABSTRACT] Objective To investigate the effects of miR-148a-3p on the proliferation and apoptosis
of infantile hemangioma endothelial cells by targeting Delta-like ligand 4 (DLL4 ). Methods The expressions
of miR-148a-3p and DLL4 in hemangiomas and normal skin were detected by real-time quantitative PCR (RT-
gPCR) and Western blot. Hemangioma endothelial cells were divided into miR-NC, miR-148a-3p, si-NC, si-
DLL4, miR-148a-3p + pcDNA, miR-148a-3p + pcDNA-DLL4 groups. Methyl thiazolyl tetrazolium (MTT )
method and flow cytometry were utilized to detect cell viability and apoptosis. Results Compared with the
normal skin tissue, the expression of miR-148a-3p was decreased in hemangiomas, while the expression of
DLL4 was increased, the difference was statistically significant (P<0.05). Over-expression of miR-148a-and
down-regulation of DLL4, hemangioma endothelial cell viability was decreased, and the apoptosis rate was in-
creased, the difference was statistically significant (P<0.05). Compared with the over-expression of miR-148a-
3p, over-expression of DLL4 reversed the effects of miR-148a-3p on hemangioma endothelial cell proliferation
and apoptosis, the difference was statistically significant (P<0.05). miR-148a-3p negatively regulates DLL4
expression. Conclusion miR-148a-3p inhibits the proliferation and promotes apoptosis of hemangioma endo-
thelial cells by targeting DLL4, suggesting a potential therapeutic target for infantile hemangiomas.

[KEY WORDS] MiR-148a-3p; Delta-like ligand 4; Hemangioma in infants and young children; Cell

proliferation ; Apoptosis
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BL40 JL 1145 98 (Infant hemangioma , IH) J&—2&
DAL PN R 4 B3 2 Sy AR A1 7 R i P 42k e g
29 5 6 KAk Bz WK il A8 e A2 1 80% , 2 WL TR )L
A AR LY, BARE—Fh BRI (R T
ZAERK T ER , AR5 R B fa R, ™ E Al
S FEOAAEIE £ 2 e ok ar SR, H Rk
Z B PIEYY 7% o W RNA (microRNA , miR-
NA)J&E—220h 22 DA IR 1) A 4wt RNA |, Hol
i 550 mRNA F¢ 5145 60 ] B sl e it [ i =
s sE P TS 2 A R 2 R AR IRT
B AT miR-148a-3p 2 3 AR & I e L L
7N U i 9 2H 20 miR-148a-3p R IAFEAIG , 1 K3k
miR-148a-3p ] [ AR5 240 I 1) 348 5 | 1B Fi= 28 g
H1150 i Fik miR-148a-3p i A 1 i £ 45 98 41 i 4
B T AR BT R, (Del-
ta-like ligand 4, DLL4) J& miR-148a-3p /)78 75 41 2
o DLLA4 & #{IE 32 78 DLLA 78 34 A 1] TH 4 21
AR IR IR HE TH N M 3556 . SR01, miR-
148a-3p J& 75 4 [v] DLL4 2 5 TH #F J&& i & v] 1.
A5 LA DLLA YIS, 335 miR-148a-3p X TH
DAY B 200 i 348 5 R0 R T 1) 52 ) B LR AR BLL , LA
R TH I RIG YT B A RO A

1 Met5R®

1.1 SEERbR

I 4E 2016 4F 1 A % 2019 4F 3 A TABE#I2HY
120 3458 8 TH L 8Un A . o B3 % 52 i, 2o #%
68 1], AF I Th i B 7 H o FT A AR 2T B
WERE O HTIESE . TR B E KR C &
[ 45, I AR IR B (e H 22 51 541t iff

M199 15 37 W W T - 4R 5 AR B 5 SYBR
Green Master Mix Il T K 3% Takara 23 7 ; miR-148a-
3p B A4 DLLA i< 22 3k Jien B H AR R %)
W TR AR 20wl B ARt 5 o Y 4 20 i (methyl
thiazolyl tetrazolium , MTT) | I &5 F - 57 7 50 R ¢
6 2 /AL T BE (Annexin V-FITC/PL) 4 Jid 8 1~ K
W) & T L 38 = RS ) SRR DLLA 31
K . 40 i & 391 % D1 (CyclinD1) Hi 14 P21 $1 14k . B
21 i bk B2 98 -2(B cell lymphoma -2, Bcl-2)$iif4  Bel
AH5& X 25 11 (Bcl-associated X protein, Bax) A |
PR H I At U (glyceraldehyde phosphate dehydro-
genase, GAPDH)HLiA, ILSEPi e 1eG —Hila T L ifg
THHIEAF]

1.2 HiffadsEsR

Z: B A1 45 4 1 Y 5 1% 43 5 NS JRE TN B 2
Mo SR M199 5532 T 37C, 5% CO., 1 AN FE
(R FRAE Th BE IR I TR N B2 M, BB 1 R —
UK, 30 d 5 4 B2 AR B G S 2R T I AR
(A
1.3 RT-qPCR ¥ iil]

TRIzol 24 71 $2 ML A9 2 40 1E 8 7 k41 21
4 420 M S RNA, ¥ 5% 5% 5 cDNA, F| ] SYBR
Green Master Mix i 71 Bt il PCR S V{4 & |, 244 1
431 miR-148a-3p (N5 U6) \DLLA mRNA (N2
4 GAPDH ) %35 /K ¥,
1.4 4HfjEFE

T4 98 P B2 A IS = o6 FLAR, M AN &
JE 35 5] 80% I}, F| ] lipofectamine 2000 43 i) % Y
miR-148a-3p mimics \miR-NC ,si-NC ,si-DLL4 ,miR
-148a-3p mimics+pcDNA | miR - 148a-3p mimics+
pcDNA-DLLA % Il 45798 N Kz 20 A, 5% G 48 h 4 il
YU G AT T — 2050
1.5 MTT K 4 i 7

B 3x10* 4~ 40 it 32250 5] 96 FLAK , 24 .48 .72 h i
BALIA 20 wL B9 MTT X5, 37CIEH 4 h J5 , %
W FRIE AL A 150 WL B9 F AN, R 5 v
it J B {SUR I 490 nm A0 48 L W6 B .
1.6 Jt A AL A A I 2 e 0 1

TS BB R 2% vP R DR A A I 2 W, FF B IR T
100 pL B9 IxZ5 G b o 53 mA 5 uL 1
Annexin V-FITC . PI 4e &, , 7% =X 20 A ASCRS: 00 441 g 173
1.7 Western blot ¥& | 25 [ F ik

PR E A e T E A E R, BUEEE N
R i, i FE R D A T g 5 5 B B 5 M AT 5 — it
WEE ;s YU E s fL2E AR K BEAE 7 B 4D TR
AT,
1.8 BHOGR MR 525

A miR-148a-3p 455 1 1T 51 B % AL 7 5
[ (%) 3'-UTR-DLLA4 (1) () 87 A= 7 ol 58 A8 A (WT %,
MUT-DLLA) % 't 25 B 4 45 204 thy | i 5 35 4 25
FeARA R AL, WT/MUT-DLL4 4351 5 miR-
148a-3p mimics 2, miR-NC %% 3t Ifil 45 53 P Bz 20 i,
48 h B AGIN 45- 2L 240 it 25 ' 28 il % 1
1.9 ittt

K HI SPSS 20.0 HATEEGE 40 H7 . THERORL
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FnFm, S8 A (xs) Famo ML LR
FH ¢ K556, Z2 41 18] F 38R FH 3R R = 22000, it —
AW 3R SNK-q #6556, P<0.05 W ERH S

IS0

2 HR

2.1  miR-148a-3p Fll DLL4 7 il 4598 ZH 2R rh il 23k

1.5 988 2H 21 v miR-148a-3p Y IR 88 1E W 1
Jik 41 SR A , DLL4 mRNA A1 DLL4 45 F 1Y % MQ
B LU, 2 550 517 2 L (P<0.05) .
EREIESN
2.2 miR-148a-3p 2 F k%5 I A9 P Bz 240 34 5
FE T B3 1)

5 miR-NC 4 %5 , miR-148a-3p 41 1L 5 /% N
B 41 il miR-148a-3p ik B E T &, 2 F A G F
B X (P<0.05) . 3331k miR-148a-3p J& 1ML 9 N
B 4 24~72 h AL J) . CyclinD1 #1 Bel-2 25 H
F35 B AR, T p21 1 Bax &5 [ k14,
ZFHGIHFE L (P<0.05), WiE2,
2.3 il DLLA &35 X 190 PN Rz 41 i 44 5 Fn o
T 15 R

55 §i-NC 2H e #8 , si-DLLA 20 Ifil 85988 P9 Bz 20 fitg

N1 T1 N2 T2 N3 T3

T i — g— . —

T N O IE R B IR T 9 i AR LR
El1 DLL4 &%k
Figure 1 DLLA4 protein expression

# 1 miR-148a-3p #1 DLL4 7£ I & & A 4R R A R &
(vxs)
Table 1 Expression of miR-148a-3p and DLL4 in

hemangioma tissue (x+s)

DLIA DLL4

AN iR-
aH n  miR-148a 3p mRNA EE

Ezﬂ;a U2 120 1.00£0.07  1.00£0.08 0.21+0.02
FRHAH 120 0.52+0.05 3.25+0.31 0.59+0.05
A - 61.125 76.986 77.299
P{H - 0.000 0.000 0.000

DLLA £ 3R 5 W F L, Z 7 A Fit % E X (pP<
0.05) . | DLL4 &35 J5 4598 PN B2 41 ifl 24~72 h
4 3% J7 . CyclinD1 il Bel-2 %5 [ 3235 . E FEK
JA T3 p21 il Bax I RILIG N, 22 /A Gt
BN (P<0.05), WF3,

F2 miR-148a-3p I FRIEXT MEVE N K 4 A tGEFUR TR (x+s)

Table 2  Effects of overexpressing miR-148a-3p on proliferation and apoptosis of hemangioendothelial cells (x+s)

OD {H (490 nm)

bail miR-148a-3p
24 h 48 h 72h

T2 CyclinD1 p21 Bcl-2 Bax
(%) HH HH HH HH

miR-NC 4 1.00+£0.08  0.37+0.03 0.72+0.07 1.12+0.09 8.36+0.83 0.68+0.06  0.18+0.02 0.77+0.07 0.27+0.03
miR-148a-3p 24  2.93+0.28  0.32+0.03 0.4320.04 0.6220.06 22.14+2.21  0.22+0.02  0.57£0.05 0.30+0.03 0.62+0.06

Ml 19.883 3.536 10.791  13.868
P{H 0.000 0.003 0.000 0.000

17.512 21.820 21.726 18.514 15.652
0.000 0.000 0.000 0.000 0.000

&3 HIHI DLL4 3R X 10 % 88 X B2 48 B SE SE AR T B9S2 (+s)
Table 3  Effect of inhibiting DLL4 on proliferation and apoptosis of hemangioendothelial cells (x +s)

OD {H (490 nm)

el DLL4 % [
24 h 48 h 72 h

T8 CyclinDI

(%) & p21 FH Bel-2#EH BaxHEH

si-NC 4 0.63+0.06  0.39+0.03 0.75x0.07 1.14+0.09 7.56+0.71  0.69+0.06  0.19+0.02  0.79+0.07  0.24+0.03
si-DLL44H  0.25+0.03  0.37£0.03 0.51x0.05 0.69+0.06 19.47+1.56 0.28+0.03 0.54+0.05 0.36+0.03  0.60£0.06

{8 16.994 1.414 8.370 12.481
P1E 0.000 0.176 0.000 0.000

20.846 18.336 19.498 16.939 16.100
0.000 0.000 0.000 0.000 0.000

2.4  miR-148a-3p 1 [n] & 4% DLLA [ £k
TargetScan 7£ £k Tl I i 7/~ , miR-148a-3p 5

DLLA f#) 3'-UTR X 3 £ 78 B AMZ 1 R T 51, UL IA]

2, MHIE R ML Bx, 55 miR-NC H

B, 55 L miR-148a-3p mimics AJ [k WT-DLLA4 iy
PR MG, 270 802278 L (P<0.05) , i %F
MUT-DLL4 55 2 i 1 P JC b 52, WL 3% 4.
Western blot ;0 & 7 , miR-148a-3p 2H IfiL 45984 N B2
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4 iy DLL4 75 111 2635 miR-NC 4 %A% ; anti-miR-
148a-3p ZH Il 897 N B2 20 Jifd DLL4 48 [ & 35%4 anti-
miR-NC H Ft &, ZFAH G243 XL (P<0.05), 1L

£ 5 miR-148a-3p A#E DLLA EAMRIE (x+s)
Table 5 miR-148a-3p regulates DLL4 protein expression

(x+s)

5 MK 3, il DLLA %
miR-NC 4] 0.600.06
WT-DLL4 3'UTR 5 auuuaagaaucagaaCI-iClAlCl:L[JCiiAlc 3 miR-148a-3p 41 0.25+0.02°
anti-miR-NC 4 0.58+0.05
miR-148a-3p 3’ uguuucaagacaucaCGUGACU 5’ d.nn o y o
anti-miR-148a-3p 4 0.87+0.08

MUT-DLL4 3' UTR 5’ auuuaagaaucagaaAUGUCAGc 3’ FAH 179.814

P{H 0.000

E 2 DLL4#3'UTR & H 5 miR-148a-3p B M
ZHEERF S
Figure 2 3'UTR of DLL4 contains a complementary

nucleotide sequence to miR-148a-3p

R WRHARBRMELE (x=5)

Table 4 Double luciferase report experiments (x +s)

i WT-DLLA MUT-DLLA4
miR-NC 4 1.02+0.06 1.04+0.08
miR-148a-3p 4 0.49+0.04 1.01+0.07
1l 22.049 0.847
P{E 0.000 0.410
%} 2.5 DLLA i 3k ¥ #% miR-148a-3p X IfiL 4 98
Rz 20 i A A RN T A

5 miR-NC 2] L7, miR-148a-3p £H L4498 N Bz
Y1l 24~72 h 0135 /7 .DLL4 . CyclinD1 1 Bel-2 7
F R IR 35 AR, P 123 p21 Fil Bax 2 1 4RIk
Jills 5 miR-148a-3p+pcDNA 2] L4, miR-148a-3p+
pcDNA-DLL4 £ Ifil 45 988 N B2 41 i 24~72 h 41 i 7%
47 .DLLA . CyclinD1 #1 Bcl-2 15 [ ik 1, 14
T2 p21 Fl Bax I RBFHIR(P<0.05) . W36,

7 5 miR-NC 41 1458, °P<0.05 ; 55 anti-miR-NC 41 FL 5, "P<0.05

DLLY o o | —

7 : 1. miR-NC; 2. miR-148a-3p; 3. anti-miR-NC; 4. anti-miR-148a-3p.
B3 DLL4 EAKIX

Figure 3 DLLA4 protein expression

3 it

VTAE R Z S8 78 T miRNA 78 I35 9% E
AR AR . 40, miR-424 1) 22 038t 75 1T Bk
R 1= e 7 A S S 41 1 0 e
-V miR-206 R R IR P R 20 it ) 34 5 AR
ZERe ) B man s T . F I miR-130a 1] i 3
01 00 A5 R A A R AL A A R AR 9 & R
H 41 217 miR-148a-3p F iA{K T 1E % 2 k4141,
T HEM miR-148a-3p F£iAF % 5 H #F A X,
IREFRAG I 1 7% , miR-148a-3p HYK & Al i 40
Tl 076590 DY B A ) 3 B T A R R T iy

F 6 DLLAERIEFEFE T miR-148a-3p Xt M EJE M K 4 IGEFATHIER (x+s)

Table 6 Overexpressing DLL4 reverses the effects of miR-148a-3p on proliferation and apoptosis of hemangioendothelial cell

(x£s)

DLLA OD {1 (490 nm) JWT-%  CyclinD1
e , ML CyelinDl ) % e B2 B Bax B
HH 24 h 48 h 72h (%) HH
mR-NCAL  0.62+0.06 0.38+0.03 0.73+0.07 1.13+0.09 6.590.63 0.67£0.06 0.17+0.02 0.78£0.07 0.26=0.03

miR-148a-3p 41 0.24+0.03" 0.3120.03* 0.4420.04* 0.65£0.06" 21.45+2.18" 0.23+0.02* 0.58+0.05* 0.3120.03" 0.64+0.06"

miR-148a-3p+
pcDNA 21
miR-148a-3p+
pcDNA-DLL4 4

0.23x0.03  0.30+0.03 0.41+0.03 0.60£0.05 23.64+2.33 0.22+0.02 0.59+£0.06 0.29+0.03 0.66+0.06

0.53+0.05" 0.37+0.03" 0.64+0.05" 0.98+0.08" 11.05x1.18" 0.56+0.05" 0.28+0.03" 0.67+0.06" 0.37+0.03"

F1H 181.823 16.667 87.394 114.990 201.212 275130  220.054 217.718 157.967

P{E 0.000 0.000 0.000 0.000

0.000 0.000 0.000 0.000 0.000

7 5 miR-NC 4 Fb %, *P<0.05 ; 5 miR-148a-3p+pcDNA 4 HL 55, "P<0.05,
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BT AL 5 AR TR P PR T 2k & B, 1 #35 miR-
143 5 #1755 p21 Ml Bax f 551k, I F K CyclinD1
FIBel-2 Rik . p21 8 15— Fh Py R 41 e )] 3 2
F 44K #6174 38 ¥ (Cyclin-dependent kinases, CDK) /]l
300, o 3 1 cyclin/CDK & 4 4 4 3% 2 BH 1
G1/S AH7AE12 Bax F1 Bel-2 20 it i T %) 64 44 A
T, Bax 2 KB Bel-2 28 3K RG] £ 3k 28 b 4
LR T, PR E AL 3R ¢ RN, AR HHE LA AR A
AT . SARMIELS 2L, miR-148a-3p
FEE SR B O IR R R,
PR R IR AT 0] g e e . DL SRR
miR-148a-3p 7 TH A& K i HI/E

o T AN T miR-148a-3p 7] TH N Kz 20
LA A B HIL A, ASE 5 8 A 1 B2 T & 30
DLLA /& miR - 148a-3p B 7E #1 3L A . DLL4 J&
Notch SZ AR ECIR Z — , H F= 23035 5 P Bz 4t , 7%
Pl R i A AR b R DGR T . BFSR R
DLLA i i B 4 i A6 A= 28 S i 8 A i T Al
HERIRE G AT RS UUER DLLA w] #0 i 2L B
AN A PR T . ARBFSE & B TH 4141
DLLA FRIk 3, S5H7 AN TR &, Tife
e SIS W s, ] DLLA 410 6 i A5 988 P Rz 40 i 1)
WA IR E U T, B S p21 Al Bax (£ 3k,
CyclinD1 1 Bcl-2 ik, [ AHFSE & 3 DLLA J2:
miR-148a-3p B8 3L ], 4 36 35 miR-148a-3p A {1f)
il DLL4 23 , 1M # il miR-148a-3p M f¢ i#f DLL4
Feik o WAHM, WK 26 B R i #e 3k DLL4 ATk 55
miR-148a-3p 415 (1 1L 968 A K 248 L 165 5 417 ) 0 0
ToHEHEVE T . 20 miR-148a-3p #1 [i] DLL4 & H:A1
il TH A= 4 i FEZE ML -

S ARHEE 2 BA 4S9 41 40 P miR-148a-3p
KT, i # 1k miR-148a-3p i i3 4[] DLLA4 1]
il I A5 9R PN B A A RN S T, X — R B
H PRI HAE T IS 7R A

S Ak
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TR BE (112 W 0 TR A o

(IR ] WIEg1Z; LA MEEE R 3; BMP-2 811 X1 R; RAENT

Expression of Galectin -3 and BMP - 2 in synovial tissues in patients with

osteoarthritis and their clinical application

ZHAO Lili'*, GAO Yu', LIANG Yun®, LUO Yi'

(1. Second Department of bone, The first hospital of zhangjiakou, Zhangjiakou, Hebei, China, 075000 ;
2. Laboratory Department, The first hospital of zhangjiakou, Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To investigate the expression and clinical application of galectin-3 and
bone morphogenetic protein-2 (BMP-2) in synovial tissues in patients with osteoarthritis (OA). Methods A
total of 126 OA patients admitted in our hospital from June 2017 to August 2019 were enrolled as the observa-
tion group, another 124 patients who underwent arthroscopy for knee ligament injury or meniscus injury during
the same period were selected as the control group. Immunohistochemical staining was used to detect Galectin-
3 and BMP-2 in the synovial tissues of the two groups. Logistic analysis was used to analyze the relationship
between the two and the incidence of OA. The levels of Galectin-3, BMP-2 and joint fluid inflammation mark-
ers [interleukin-6 (IL-6), interleukin-8 (IL-8), tumor necrosis factor-a (TNF-a) | in synovial tissues were

measured and compared. The Pearson was used to analyze the correlation between synovial tissue Galectin-3,

KRB RF v TR SRR B (1521034D)
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BMP-2 and synovial inflammation markers. Results The positive expression rate of Galectin-3 and BMP-2 in

the synovial tissue of the observation group was higher than that of the control group (P<0.05). Galectin-3 and

BMP-2 in synovial tissues were significantly related to the incidence of OA (P<0.05). The positive expression

rates of Galectin-3 and BMP-2 in synovial tissues increased with the increase of disease severity (P<0.05). The

levels of IL-6, IL-8 and TNF-a in synovial fluid increased with the increase of disease severity (P<0.05). Ga-
lectin-3 of synovial tissue is positively correlated with IL-6 (r=0.515), IL-8 (#=0.635), and TNF-a (r=0.620)
in synovial fluid. BMP-2 in synovial tissue was positively correlated with IL-6 (r=0.602), IL-8 (r=0.499) and
TNF-a (r=0.634) in synovial fluid (P<0.05). Conclusion Galectin-3 and BMP-2 in synovial tissues are high-

ly expressed in patients with OA, which is related to the pathogenesis of OA. Interestingly, both of Galectin-3

and BMP-2 are positively correlated with the expression of inflammatory factors in synovial fluid, suggesting

that the detection of synovial tissue Galectin-3, BMP-2 could be assist in the diagnosis and prognosis of OA.

[KEY WORDS] Synovial tissue ; Galectin-3; BMP-2 protein; Osteoarthritis ; Inflammatory factors
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Table 1 Comparison of clinical data between the 2 groups
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Figure 1  Galectin-3 and BMP-2 of 2 groups of synovial
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P <0.001 <0.001
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Table 3 Relationship between galectin-3, BMP-2 and the

incidence of OA in synovial tissue

AR pIE S.EAH v}vfa{lg/ P ORH  95%CI

Galectin-3 1.901 0.517 13.526 <0.001 6.695 3.441~13.028
BMP-2 1.720 0.463 13.800 <0.001 5.584 2.695~11.572
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R4 FREFFREREBEALR Galectin-3.BMP-2
PEEE (x+s)
Table 4 Comparison of Galectin-3 and BMP-2 in synovial

tissues of patients with different levels of disease (x£s)

215 n Galectin-3(% ) BMP-2(%)
BREHRE 38 31.77+5.83 20.05+4.16
TERE 56 42.08+6.29 27.44+5.27
EERE 32 55.86+7.10 40.906.74

F1iH 124.278 132.326

P1d <0.001 <0.001

x5 ARFEBEREBEXTRRERZYEER (x£5)
Table 5 Comparison of synovial inflammation markers in

patients with different disease levels (x+s)

2H 53 n  IL-6(ng/L) TL-8(ng/l.) TNF-a(ng/L)
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HEHRHE 32 61.08£16.33 14.29+4.11  2.1420.68
F1i 169.027 63.706 83.291
PiA <0.001 <0.001 <0.001
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Figure 2 correlation between synovial galectin-3, BMP-2 and inflammatory markers of synovial fluid
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Efficacy of Sofren injection in the treatment of coronary heart disease with

heart failure and its effects on the serum levels of HCY, Gal-3 and NT-proBNP
ZHANG Zhiliang', ZHANG Xin', GAO Weifang', YUAN Yu**

(1. Department of Pharmacy, The First Affiliated Hospital of Xinxiang Medical College, Xinxiang, Henan,
China, 453100; 2. CCU, The First Affiliated Hospital of Xinxiang Medical College , Xinxiang, Henan, Chi-
na, 453100)

[ABSTRACT] Objective To explore the clinical efficacy of Sofren injection in the treatment of coro-
nary heart disease with heart failure. Methods 104 patients with coronary heart disease and heart failure
were randomly divided into the observation group and the control group, with 52 cases in each group. Patients
in the control group were treated with alprostadil while patients in the observation group were treated with So-
fren injection plus alprostadil. The clinical efficacy of the two groups was compared, and the cardiac function
[ left ventricular ejection fraction (LVEF) , left ventricular end-diastolic diameter (LVEDD) , left ventricular
end-systolic diameter (LVESD), cardiac output (CO) ], heart failure marker [ N-terminal pro-brain natriuretic
peptide (NT-proBNP) ], endothelial function [ endothelin (ET) , nitric oxide (NO) ], oxidative stress [ malo-
naldehyde (MDA ), superoxide dismutase (SOD), catalase (CAT) ] and serum homocysteine (HCY ) and ga-

lectin-3 (Gal-3) were observed before and after treatment. Results The total effective rate of treatment in
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the observation group was higher than that in the control group (P<0.05). After 20d of treatment, the LVEF

and CO in the two groups were increased compared with those before treatment, and the two indexes in the ob-

servation group were higher than those in the control group, and the LVEDD and LVESD were decreased com-

pared with those before treatment, and the two indexes in the observation group were lower than those in the
control group (P<0.05). After 20d of treatment, the serum levels of NT-proBNP, ET, MDA, HCY and Gal-

3 in the two groups were decreased compared with those before treatment, and the levels in the observation

group were lower than those in the control group (P<0.05), and the levels of NO, SOD and CAT were in-

creased compared with those before treatment, and the levels in the observation group were higher than those

in the control group (P<0.05). Conclusion Sofren injection has a significant effect on coronary heart disease

with heart failure. It can significantly improve cardiac function and endothelial function, reduce myocardial

damage, improve anti-oxidative stress ability , and promote disease outcome.
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Table 1 Comparison of general data between the 2 groups (v +s)

el n P (1) (%) NYHA 732% ( 1 /T %% ) e O A (AF)
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Table 2 Comparison of clinical efficacy between 2 groups
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Table 3 Comparison of cardiac function before and after treatment between the 2 groups (x +s)
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min N
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Table 4 Comparison of heart failure marker and endothelial function between the 2 groups before and after treatment (x +s)
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Correlation of serum EGFL7 and MTA1 with clinical characteristics and

prognosis of patients with nasopharyngeal carcinoma

FENG Shui, YIN Jinshu, XIE Hong, JI Wei, LIU Aizhu, PENG Hong*

(Department of Otorhinolaryngology Head and Neck Surgery, Beijing Shijitan Hospital , Capital Medical Uni-
versity, Beijing, China, 100038)

[ABSTRACT] Objective To investigate the expression of epidermal growth factor-like domain 7
(EGFL7) and tumor metastasis-associated gene 1 (MTAI ) protein in patients with nasopharyngeal carcinoma
and to evaluate the correlation with clinical characteristics and prognosis. Methods 60 cases of nasopharyn-
geal carcinoma patients admitted in our hospital from January 2014 to January 2016 were selected, including
22 metastatic patients as the metastatic group, 38 non-metastatic patients as the non-metastatic group. 20 nor-
mal healthy controls were slected as the control group. The serum levels of EGFL7 and MTA1, microvessel
density (MVD) and lymphatic vessel density (LVD) levels were measured and compared among the three

groups. Spearman correlation analysis was used to analyze the correlation between serum EGFL7, MTAI and

AeMA AR TAHFEAER 28 KEELT A (Z161100000516006)
Ve ds . B AR BAL K 5 W B AL 7 237 B R 0B Sk #M, B6F 100038
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MVD, LVD. Kaplan-meier survival function was used to analyze the relationship between EGFL7, MTA1 and
patient prognosis. Results Comparison of the serum levels of EGFL7 and MTA1 and MVD or LVD levels
in the three groups: Metastatic group of patients with nasopharyngeal cancer > non-metastatic group of patients
with nasopharyngeal cancer > Control group, the difference was statistically significant (P<0.05). There was
no significant difference in the levels of EGFL7 and MTAI1 protein in different genders, ages, and EB virus-re-
lated antibody negative positive serum (P>0.05). t There were statistically significant differences in serum
EGFL7 and MTALI protein levels among patients with different TNM tumor stages, presence or absence of
lymph node metastasis, depth of invasion, and degree of differentiation (P<0.05). Correlation analysis
showed that EGFL7 and MTA had a significant positive correlation with MVD and LVD, respectively (P<
0.05). Based on the median values of serum EGFL7 and MTAL in patients with nasopharyngeal carcinoma,
they were divided into low EGFL7 group, high EGFL7 group, low MTAI group, and high MTAI group. Ka-
plan-meier survival function results showed that the MST with the low EGFL7 group was higher than that of
the MST with the high EGFL7 group. The difference between the two groups was statistically significant (P<
0.05). The MST in the low MTA1 group was higher than that of the MST in the high MTA1 group, the differ-
ence was statistically significant (P<0.05). Conclusion The serum levels of EGFL7 and MTA1 are closely

related to clinical stage and lymph node metastasis of patients with nasopharyngeal carcinoma. Patients with

high serum levels of EGFL7 and MTA1 have poor prognosis.

[KEY WORDS] Nasopharyngeal carcinoma; Epidermal growth factor-like domain 7; Tumor metasta-

sis-related gene 1; Clinical characteristics ; Prognosis
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¥1(52.6+3.7) % B T 44, A 17 451, 11
w128 41, IV 11 4 k455455 . G 38 491, A7 22 il ;
TZEHTRIE s T12 26 1], Ty 34491 5 43 ALFLIE A 1145, op
29 151, 755 20 51 ; EB 95 B AHOCHUIA BT 24491, FHA: 36
il MR g R R AR LSS 58S, o e
LA FNAR LR AL, I LATRII 20 5] 1E 5 5052 21
Skt IR, e 1241, 4 8 ], T (51.524.4) %

Wy AARUE : QI LIR 2R AW 12 ; Q¥ e
W2, AR B2 U TT s AT IR R YT s @R G
I BE ¥ 7> (Karnofsky , KPS ) =70 43, HE % b 7 -
OB 5 E BN EU R 5 @A JF HAlh
AR IR R BT R R E O B S
=N U N e ol (o U A o TN 1
HE . M EIAR A HIFR RS @I R R}k
Ho 3SHBFATGAEMER] AR I R 2 5 e se it
22 L(P>0.05) , HA ATk,
12 ik
1.2 IGRFRHILE

Ji A B A BE G Ge T AR ] s
B R ELZEFE RS T TR (BB N R AH S P IA
LIRRGERE, BUGSH: i & BET 3~6 4F, &
FREATATR A S BT S U H PS5 R, g
BE PR A AFIE O, FF 158 A A A= A7 ] (median

survival time, MST) .
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1.2.2 [l EGFL7 .MTA1 & H Fk kil

T W5 R G2 3 A e JE UCAE 5 mL 53 i # ik
1ML, SR FH il 166 5 W B 925 (enzyme linked immuno-
sorbent assay , ELISA ) At 50 35 B il A {30 2 1ML 75
EGFL7 .MTAI & [1 £ 35 , 450 nm 3% I 5 W6
Ho A& H Abcam 23 ], A% K BRI & il
A5 P0F T 45 TR A
1.2.3 UM% (MVD) JEAS % 5 (LVD) 7K
S0

B MR 3R 20 204 T S e 4 Ab e 20 5E MVD J
LVD, T 200 £ i {55 T BEALBE R 5 L BF 1731
50 A RSORN Ik T A8 K, BOF- 34 AF  MVD \LVD
(OR 2SI N
1.3 St

K SPSS 19.0 # A4 #E 17 545 43t , 1H 07K
HnFom A7 YRk, IHEER U (x+s) £, ™
W HL 3R R 56, 22 41 10) FL R BRI 20 25 4%

BT ; Spearman K5 46 43 #7 IfiL 7§ EGFL7 .MTA1 & 15
MVD . LVD #] 5 ¥ ; Kaplan-meier = 77 bk 5053 #7
EGFL7 MTA1 5B & HE M E R . P<0.05 h 2=
SHA G EE XL,

2 HR

2.1 34 EGFL7 MTA1 MVD LVD /K5

3 4 1fL 3% EGFL7 .MTA1 .MVD LVD [# : %f
A <KERBA<FEBA, ZRAZITHE L (P<
0.05), W31,
2.2 [fiL¥ EGFL7 .MTAL 3535 5 £ W05 B 16 K
FRAE Y E R

ARSI A (EB 5 REAH SCHTAR B BH 4 1M 3
EGFL7 .MTA1 & H /K 22 R I G it 5 X
(P>0.05) ; AN[A] TNM [ 43 11 A otk 45 5% %
R EE o3 AL AR BE B8 3 1L EGFL7 .MTAL £ H
K S A G E L(P<0.05), L3 2,

*1 &HEGFLT.MTA1.MVD.LVD &KFEbE (x+s)
Table 1 Comparison of EGFL7, MTA1, MVD, and LVD levels in each group (x=s)

2H 531 n EGFL7(ng/mL) MTAI1 (pg/mL) MVD LVD
X} HE 2 20 44.8+5.8 28.3+3.9 17.5%5.8 2.4+1.2
KR A 38 178.615.7* 145.5+11.6° 59.2+8.7° 4.4+1.5
A 22 273.2+25.1% 213.5+19.3" 82.2+8.6° 12.8+3.7"
Fil 61.379 60.758 39.454 12.448
Pia 0.000 0.000 0.000 0.000

X B LR, "P<0.05 5 5 R RS 4H L 4L, "P<0.05

%2 IMiFEGFLT MTAl RIEEEWEEERFRIFENXER (n(%), (vxs) ]

Table 2 Relationship between serum EGFL7 and MTA1 expression and clinical characteristics of patients with

nasopharyngeal carcinoma [1n(%), (x+s) ]

Il RAFAIE n=60 EGFL7(ng/mL) MTAl(pgmL) «#ffi PfH & P8
L 37(61.67 235.6+18.8 179.316.4
2 % ( ) 0.493 0.624 0259 0.797
7 23(38.33) 237.9+15.3 178.2+15.3
~ >45 45(75.00 235.9+17.5 177.6+18.4
i ( ) 0.449 0655 0.344  0.732
<45 15(25.00) 238.2+16.2 179.519.0
EB Ji 2 M 4T : 36(60.00 239.6+19.7 181.5+22.8
REARILIE PR ( ) - * 0.655 0.515 0.761  0.450
B 24.(40.00) 236.4%16.6 177.4+16.2
TNM 5 [~1 22(36.67) 144.5+15.4 103.2+14.9
26.308  0.000 23.570  0.000
m~1v 38(63.33) 270.319.1 213.2+18.7
W 255 R 38(63.33 178.6+15.7 145.5+11.6
B x ( ) 15962  0.000 15.029  0.000
H 22(36.67) 273.2425.1 213.5+19.3
B T1~2 26(43.33 185.7+16.6 162.7+15.4
BIRRE ( ) * * 17.899  0.000 12275 0.000
T3~4 34(56.67) 272.2+19.9 218.2+18.7
IR 1 11(18.33 120.6:14.1 114.5+13.3
AURE ﬂi ( ) 25017 0.000 20215 0.000
i 49(81.67) 282.3+20.3 219.516.0

1t P EGFLT ST 240 Ml &, P MTAL i fE .
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2.3 [fiL¥#% EGFL7 MTA1 %355 MVD .LVD 4
Kotk

AH PR HT4E R % , EGFL7T J2 MTA & H /4>
515 MVD \LVD f£ 7 & 3 1IE A G, 22 5 40t
U (P<0.05), W3,

&3 IMEEGFL7.MTAl &iA5 MVD.LVD %1%
Table 3 Correlation of serum EGFL7 and MTA1 expression
with MVD and LVD

Wi [ MVD LVD
r{H PAi i P
EGFL7 0.296 0.022 0.324 0.012
MTAl 0.365 0.001 0.304 0.018

2.4 i} EGFL7 MTA1 %3k 5 & H 4 )5
PSR

D) B IR 955 BB 1V EGFLT . MTAL V- Y 1{i Ky
o 37 ¥, 4% M AR EGFL7 41 . & EGFL7 2H I ik
MTAL 41 . 75 MTA1 41, Kaplan-meier & 77 bR £ 45
R, ik EGFL7 419 MST A T % EGFL7 4
1) MST, 2 % H A 4t it % & L (P<0.05) . &
MTA1 20 MST & T MTAL 41/ MST, % % B4
it X (P<0.05), WK1,

A AT PR B A AT PR
104 109~
4.._‘*71—‘7‘ L
0.8 1 I 0.8 —\_m
& 1 & ™
2 ool L % 0.6 k!
& " b L
& , " L
X ooad sul ‘ E 04 sa h
B [ EGFLT Bk - £ EGFLT ]
0 | T EGFLT | =i EGRLT i
41 + 1 EGFL7-M % 027 e {iX EGFL7-Mifl %%
1% EGFL7-MiH % ~+ # EGFL7-iH| 2%
0.04 0.0
0 20 40 60 80 (I] 2;) /IIO ()E) 8'0
A7) (G

B 1 Kaplan-meier & 77 # £

Figure 1 Kaplan-meier survival curve for patients

3 it

SRR O b R DR R R, R R
B IR b B A AR Al bR SR I AR i AR X AT
TEF 5 Bk LA 2 e 20 S D BB SR R
AR B Y B, B R A K L GE s SR
St 2 S R BT AR I B B R
20 N3G BE R S RS Y b B A . BGFLT D3
e B — 3 B AR 1, RS P B
o DR ST 8 3% B A A TR TR 2 Al ek, F S8 Uk 52

EGFL7 7E MG 148 A B vh R EEAEH . K4F
W FE F WA EGFLT W] 3458 PN iz 41 i A A 2T 2
L iz BT e 1, AR A SUh R,
FFE Fifogs 25 1 g M A0 U A A i R R . AR BIFSR
ofr, B B 3 1% EGFLT /K-8 W Th i, BLTEAT
T bk U 45 57 7% 1Y) S W 98 8 35 T EGFL7 K B i
$E/R , EGFLT ik 7K V- Tt 15 5 S Wl 5 i 1 e S
WESHEBAEFEVI LR, BAMREH™,
EGFL7 W] i 3 1% 1k FAK 15 538 [ 412 1F i 983 4n i
(K42 228 FEE RS, 3044 EGFLT R [ I i g 40 it 4 1
iz,

MTAL B R i Jed e B A7 DG BE R S I 1) —
FEIE #4200 MTAL 35 KA, (57 2 Fios
AU BRIk I S R L ZUR T (R 28
HRBXREY ™M, R RS, MTAL 75 &
M g 0 B 1R 78 e RS o R v LA SRR . AR
FESE R R, AN TR TNM o 40 30) A TGk 0 25 %%
¥ GRIHIRIE AR E B A I EGFL7 \MTAL1
K F I EGFLT MTAL fE45 . 225 5, BB
2 s UERE | I3 EGFL7 \MTA1 & A /KBt 2 Tt
o ASHFSE I EGFL7 .MTAL 5 8% MVD |
LVD 7716 IE et . #2278 , L7 EGFL7 \MTA1
X B g AR A K L2 B EAEH . 1RB
B R T PR AN P R A SRR E 2 —
JE R R TS A R R RN R 40
43 W) EGFLT 8 1 M & A AL , 5 Bl
EGFL7 7K F-Ft & , EGFL7 &8 [ M\ IfiL & 4 4R Jif 3
i i I AR 22BN S8 RS
PERTAERYIE . RIS, EGFL7 48 145 5 1T 338 b
AL IZ SERERE ST, 55 T g Ji & kL 1) JE
FlIE W AL RZERE Y, MTAIEASA 1D
BEFE DNA 25538 K /8 2 SPXX 8, X se 4k i £ 5
T AR G S SRR R R R
MTAL & FKEF SR T I i o4k, e i U
PERR RS IMAMR 2R

25 | TR, 1L EGFL7 . MTA1 £ ik /K F 5
B TR 8 B PR 3 3 K B 45 B R AT A D) R
%, I EGFL7 . MTA1 & 35 ik & 0 i B2 2 7l s
L
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RDW .CHE J% TEG 245 g il R HL ARl iy i
AR TEIE &

PAHEY A BFT SRS

(# ZE] B8 BT gifushve (RDW) JHGEE EF (CHE ) | Ifi ke 5 11 (TEG) S8k A b 5
FAE il R UG SR YT B RS AL AHOC M . iR EIURRE 2017 4F 1 ] F 2019 4F 10 H #2195
Tt AT IR RO EERE Al RSB 87 ], e IR AR B TS D43 S AE TG 41 49 ) BET- 4 38 9], X EL B4
HH R — IR TR HLBOE SR YT S 1 K RDW . CHE . TEG 24022 5, 140 BT LAE “I8I 7 55 1 KR E W)
RDW .CHE .TEG 24 55 /. 3% 2Pk A PRI se 518 PR {2 (APACHE [P/ X R, &R PIAHEEW
RIS PR 22 S TG B L (P>0.05) , £ TE 4L 3 1) APACHE 11 3743 | LA < B[] L ICU £ B i
5] 4 42 35 O F AL T 40 (P<0.05) 5 7735 20 F2 % ) RDW \CHE /€ 3 W & 1 TAbT-d , Z R A A
Gt L (P<0.05) s FEE A B H I MAH o MIDEE Y B E S TRT-H, ZERAASEITFE X
(P<0.05) , fFIG 4B E 1 KMH R AE M 2 (A3 B WAL FRE T4, 25 55 BB G ih 2438 L (P<0.05) ; 17
I 20 5 % 1) RDW . CHE \MA {8 . o /1 1 5& {6 5 APACHE I 43 5 1 35 19 7 KOG 6 2 (P<0.05) , 1715
A BH B K R E S APACHE 11 ¥F43 2 W 3 A IE M E K R (P<0.05) . 4518 HIE Al R AL

SARIT R E TS TR, TEG 280 I« RDW | CHE M Ak # B ., AF S48 br 15 5 35 05 155 1 B B Tl LA
TR AR P
(EIR]  LUAUM A0 96 5 s IROREREG ; ARy 1 FREM AR 5 HLMGE S

Relationship between RDW, CHE and TEG parameters and condition of

patients with severe pneumonia treated with mechanical ventilation
LU Renhui*, LIU Peijie, DU Shasha, GONG Yashu

(Department of respiratory and critical care medicine, the Fifth Affiliated Hospital of Zhengzhou University ,
Zhengzhou,, Henan, China, 450052 )

[ABSTRACT] Objective To investigate the relationship between the changes of erythrocyte
distribution width (RDW ) , cholinesterase (CHE) and thromboelastogram (TEG) parameters and the change
of condition of patients with severe pneumonia with mechanical ventilation. Methods 87 patients with severe
pneumonia diagnosed in our hospital from January 2017 to October 2019 who were treated with mechanical
ventilation were selected. According to the prognosis of the patients, they were divided into 49 cases in the
survival group and 38 cases in the death group. The general data of the two groups were compared. The
differences of RDW, CHE, and TEG parameters on the first day of mechanical ventilation treatment were
compared. The relationship between RDW, CHE, and TEG parameters and acute physical function and
chronic health (APACHE Il ) scores on the first day of mechanical ventilation treatment was analyzed.
Results The age and gender differences between the survival group and the death group were not statistically

significant (P>0.005). The APACHE I score, mechanical ventilation time, and ICU hospitalization time

EAREB . Td Al E A LR A (201806248)
VEE s M K FE EWEERSFRYS £ E5ESFA, T, 5 M 450052
*EAEAEH : FA=4%, E-mail : liuskunhb@163.com
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were significantly lower in the survival group than those in the death group (P<0.05). The RDW and CHE
values in the survivors were significantly higher than those in the death group (P<0.05). The MA and a-angles
in the survival group were significantly higher than those in the death group (P<0.05). The values of K and R in
the survival group were significantly lower than those in the death group (P<0.05). The RDW, CHE, MA
values and o -angle measured values of the survival group were significantly negatively correlated with the
APACHE I score (P<0.05) The K and R value of the patients in the survival group were significantly positively
correlated with the APACHE Il score (P<0.05). Conclusion The more severe the patients with severe

pneumonia mechanical ventilation treatment, the more obvious the deterioration of TEG parameters and RDW

and CHE. The relevant indicators have a significant correlation with the patient’s condition and prognosis.

[KEY WORDS] Erythrocyte distribution width;

pneumonia; Mechanical ventilation

it 5% B4 7™ E P B T SRy iR A E R BE i 48 A
P HIORN 4 B J0E SO A, Al 48 £ 3 b Bl ™
AP AR IR 5 2 M T A e 0 T 38 A< SR, 1 R
AR R 5 S A 24 3 vt R IR A 2% B T e A
CIRYNSESIE R i SR G b U s A ETA R SR €0 5]
TE VA FES | BRI AE SORE W 28 e 1 PEAL B #1297
AR R RN, HRR U BRI B R IR
TR AL FTHE M 2 47 50 21 40 M 70 4 9E & (Red
Cell Distribution Width, RDW ) J&: 5 i £T 2 Jfd 5 25
FE BT R bR , 28 B MR B B S e PR
I T, B0 PR B 30 45 TS BT A0 R A A A il
W, S LT R S 1 5%, F 2 RDW [T
[t U Ak EE B ( Cholinesterase Che , CHE ) /E Sk —Ffr
GASEIK Rt , B G P i e AR R 0 PR s
B T L 1 240 B A 4 43 Rl e A A R B A, 3L
H53 0k CHE (168 7 B 2 19 T B, DA 32 Ji CHE 7K
A R R P ol # 3 &l (Thrombelastography ,
TEG ) RE% 38 12 DAk [ 74 BE 1M1 D) RE Fifi 25 5 [A] 2 242 1)
55 O, F TP A A B e I D) BRR A R T
RDW .CHE }: TEG ZHFIA B0, B 4T .

1 BRERE

1.1 IR BR

e BUA g 2017 4F 1 H & 2019 4 10 A #1219
S il HL ARG 3R Y7 Y R T A% R 8T 191, 2 AR
FH R TG00 AT IG 4L 40 ) BET-4H 38 4], A7
T AL 144 (66.529.0) %, 53 29 7] .2 20 f4i] . %t
T-HAE R 15 (68.0+11.3) %, 5 24 ] . 4 14 4],
TG FBET-HAFE WS Mo He g, 22 5% RS 2R
X(P>0.05) , ¥ ] kb .

Y A bR i - O AE fili K12 W 5 7% 56 B AL YL s
223 [H R 23 2007 4556 52 Y 5 IE il 2 12 W

Cholinesterase; Thromboelastogram; Severe

BRI 5 ()58 3 TEAS B FORE W B 2 S AL A <3
I7 s QLM FE X £k | CT K4 ] DLXUNBF 32 22, 1
A #& >30 W/min, 2 kI 4 1R E (PaO.<60
mmHg ) ; @ AAE ICU J5 24 h N & I A ¢ 48 %
@D WFFE Ty RARAFAS Be A8 P2 B3 45 W B e S
HEBR bR o OB AE I s @3k 6 A WA ik 1
BN O F R R T BE Y B @K 8 b
BB R O AT 28 KU B
Sa BRI B E OB BB DN E Thhe
Wl

1.2 RDW ,CHE Kl J7

% 4N E ek 1 3~5 mL, ] EDTA-K2 $it 4
TRSIFRAS, 30 min N HEFTAG I o SR FH b 3T 30 B 2
708 7 A 77 9 BC-5300 4 F 3 143 25 ML 43 BT X
S A B i 3R 500 I 52 RDW {H, 5 SR DL 78
J% R % UniCel DxI 800 4> H 81k 2% & 6535 43 b
1X3# 4T CHE A4 , EasyBlot ECL 1k 2% &t i {5,
IR G A b E R RE A PR A
1.3 TEG f845#45

F= B G EE T B [E] (clotting time, K) | %
it £ (angle, a) \&E Ifil 52 1 5[] (reaction time , R) Ifil
e B KM (maximum amplitude , MA )

A 37 RS 2 B 1 mL L& bR AS 5 TEG it
FIRA), I A 20 wL SALEE IR &, B HLAE =
STCIEF RIS G FFAR A o 4G IS5 Ay 1A 3
1A% (2 [E Hemoscope 24 1) , 15 5000) .

1.4 Gite#rik
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2 HR

2.1 M4LRHE B —BRBOR LR
A0 LN AE T 41 AR I AR MO PO, 22

SEGEHFE L (P005) , FHEHBEHEDN
APACHE I ¥¥43 AL 38 <R (8] L ICU 3 B B (7]
PR ENKRTRTA, ZR A5 E L (P<
0.05), W1,

Rl FHBEHN-RABLLE (x+s)

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

2l 5 n AR () B APACHE I 143 (43) HLARE st 1] (d) ICU =Bz fa) (d)
e 49 66.5+9.0 29/20 18.4+4.9 7.6+2.2 13.5+1.9
FET-4 38 68.0£11.3 24/14 25.745.3 10.8+2.7 16.0£2.2

A -0.689 0.142 -6.651 -6.091 5.680

P18 0.492 0.706 0.000 0.000 0.000

2.2 Wizl H 1 RDW . CHE I & {1 4

1715 241 35 1) RDW | CHE Il %2 (B ¥ I & 1
BT, 25 BHA ST X (P<0.05) .
W2,

®2 FHBZEHRRDW.CHEWEBELE (v +5)
Table 2 Comparison of RDW and CHE measurements

between 2 groups of patients (x+s)

20 n RDW (%) CHE(KU/L)
il 49 16.83+2.11 4.83+1.22
JETH 38 13.29+1.95 3.20+0.94

i 8.020 6.437

P{H 0.000 0.000

2.3 Wi HE &N TEG 800 & (H i

FEIG AL 1 MA o £ 02 (B 34 535 0
THT- 4, 25 B A58 L (P<0.05) , fFi% 4
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*3 WAHBRENTEGCSHNEBLLE (x+5)
Table 3 Comparison of TEG parameter measurements
between 85 groups of patients (x+s)
ag) o KL RELMAGL o

(min) (min) (mm) (°)
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P-4 38 3.19+0.74 8.9622.29 48.55+4.80 55.41£5.20
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P1H 0.000 0.000 0.000 0.000
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SE SR E X (P<0.05), W34,

x4 HEXMESWER

Table 4 Correlation analysis results
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R1{H 0.628 0.000
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CHE -0.633 0.000
3 iTtig
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[ ZE] BH HiHFhAR—% L& (FeNO) | I 75 W8 FR k7 41 il FH 25 2 (4 (ECP) S i Bk &
1 B (IgB ) BRI R B G 4G I X S A5 e s A 2 AR RE L A S S4B AR S I TN REI G R . Ak 1EH 2016
6 % 2018 4F 6 J FEARBEHESZ 1R Y7 1 138 191 5 AL 5 <08 22 Mg J 3 AT X 42, X LA AT e 212 Wi Ry
R M B AR SRS N (R SR R AR ) R I BEZR ORL L FeNO L IfLVE ECP . IgE /K- K fili 1)
B 22 5, [ E 53 HT FeNO | IfiL 3% ECP IgE /K V-5 il DI RE 1 ¢ & , I 221l FeNO | IfiL i ECP IgE 57 J¢ Bk
AR S S2 S RE E ( ROC Lk . SR 138 I BE ) S R w3 b RS ok R
WM 2 67 441 5 AF S A PR i 3 71 49, I v 23 401 S 18k L 14 481 D 18 1 SRR R L 18 B Dy e Bk
6, o Ry 16 B 3RAE 9 W 41 E ¥ FeNO | IfiL 35 ECP | IgE /K - 34 B & & T JF S0 U i 41 (P<
0.05) , 1l FEV1% . PEF% /K °F- B} 1 Ik T 4k 32 %8 % Wi 2H (P<0.05) . FeNO |, IfiL i ECP ., IgE /K *}- 5
FEV1% .PEF% %5 b5 241 5 1. 3 17 A ¢ (P<0.05) . ROC R £k 45 571 , 3 45 A5 564 46 D2 Wy S 4048 182 s 110
AUC } 0.847 , 7 F 45 15 b A9 BTG I (0.834.,0.780 ,0.730) , ELAS AU E R 0.731, 835 5 T 44545
TR (0.642.0.597 ,0.493) o 5 SR PN T A7 4E FeNO | Il % ECP IgE 1Y i 2 7+ & , H 5 HLA
FEV1% .PEF% % fili D) GE 48 A1 5t & I 4tk TR DG o X 1 B A0 S A48 i iy SR 3, WA I 0E 4T FeNO | 1L
ECP | IgE A6 I A ] 3 0787 27 Wi 14 S 912 W T 36 -5 A W00 Xof =& =08 0 g EL A O vy 19 SRR BE o S0 R
W% M 1 L S0 A LA (L

[X8EiE] PR —SAE; BRI TR REERE M By LB W ; 20

Clinical value of FeNO combined with serum ECP and IgE in the diagnosis of

bronchial asthma
MAI Zhitao*, JIANG Mingming, WAN Shanzhi
(Respiratory medicine department one , Cangzhou central hospital, Cangzhou, Hebei, China, 061001)

[ABSTRACT] Objective To investigate the diagnostic efficacy of FeNO, serum ECP and IgE for
bronchial asthma, and the relationship between these indexes and lung function. Methods 138 patients
suspected of having bronchial asthma who were treated in our hospital from June 2016 to June 2018 were
enrolled as research objects. The differences in baseline data, FeNO, serum ECP, IgE, and pulmonary
function between patients with bronchial asthma and non - bronchial asthma (e.g. chronic bronchitis) were
compared. The relationship between FeNO, serum ECP and IgE levels and lung function was also analyzed.
The ROC curve of FeNO, serum ECP, IgE was calculated for the diagnosis of bronchial asthma. Results
Among 138 patients suspected of having bronchial asthma, 67 cases were diagnosed as bronchial asthma.
Among the 71 cases of non-bronchial asthma, 23 cases had chronic cough, 14 cases had chronic bronchitis,
18 cases were allergic rhinitis, and the others were 16 cases. The levels of FeNO, serum ECP and IgE in the

bronchial asthma group were significantly higher than those in the non-bronchial asthma group (P<0.05). The
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levels of FEV1% and PEF% in the bronchial asthma group were significantly lower than those in non-bronchial
asthma group (P<0.05). FeNO, serum ECP, IgE levels were negatively correlated with FEV1% and PEF%
(P<0.05). The results of the ROC curve showed that the AUC of the combined detection of three indicators for
the diagnosis of bronchial asthma was 0.847, it was higher than that of the single detection of each indicator
(0.834, 0.780, 0.730) with the sensitivity of 0.731, significantly higher than that of the single detection of
each indicator (0.642, 0.597, 0.493). Conclusion In patients with bronchial hypertension, there is a
significant increase in FeNO, serum ECP, and IgE, and negatively correlated with lung function indexes such
as FEV1% and PEF% . For patients suspected of having bronchial asthma, FeNO, serum ECP and IgE
detection in early stage is beneficial to the differential diagnosis of bronchial asthma, Notably, the combined

detection has a higher sensitivity to bronchial asthma and more valuable for early screening of bronchial asthma.

[KEY WORDS] Exhaled nitric oxide; Eosinophilic cationic protein; Immunoglobulin E; Bronchial

asthma; Diagnosis

R B Wy JE T — R DLUARGE RORE B P
Ry SRS A R, PR A A A O 4 B L B R R
20 it 25 2o o 4 e ] 23 55 S AR SO 1 A2 T
B S N SR T B i S e SN e A )
IR, HEe S 08 1 W (912 W 32 28 DA PR AE
R ARTEZE A il Dy Re A I (32 A5 OR sk ET ki)
R 3 AHHAZ W A R S A TR 0 R B A
DLEOR I R o BRI, SR — by B Pk 224 FLX
SCRUE W i 12 W AKCRE T A DU T B+ b
B, M A — % 1k A (Fractional exhaled nitric ox-
ide, FeNO ) J2& i R L FH >fe W I <3 4 AE Ao Al ) 3
FB R AR 12 Wi g i ol R v A4 4 A
FIVEF™ . g R PR 4 i FH 25 25 11 (Eosinophilic
cationic protein , ECP) 75 1 Wi /& 5 12 72 v Jh 7 o %2
YE R, T I3 % #2 Bk 25 (1 E (Immunoglobulin E,
IgE) /KRR i2 W A8 5. [FIIL, FeNO
L3 ECP IgE A6 I A] BB X I8 58 14 SO 1Y 5E 2 1
M HBA mEEMED . MiEET FeNO. I ECP . IgE
53R i BRI R AR, AR BEXT IR Y
SEAL) S UAE W Wi FB 24 £ 4T FeNO | IfiL ¥ ECP | IgE
TR B D BEAS I , I ARG I RAE A L S 32
SE WU BT TR 25 RAE 12 W SR I i 1Y)
GhiifE B 1 FeNO | 17 ECP IgE it 32 45 M 11
Il RIZ W (E, A S Fabn S5 I e OC &, 5L
SR 2 Wi AR, IR IE G0 F .

1 ARSI

1.1 — R

YEHL 2016 4F 6 J1 % 2018 4F 6 H TEA B 23230
IT 1) 138 191 58 AL S 05 0 g B 3 A IF N 42 A
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RIEH ; K ATRT 1 h N & S E R E
Y. Hoh B 76 4, 10 62 i, 4R 21~65 %, V-1
(43.32+14.66) % , K H 48 %1 20~29 Kg/m®, ¥
(24.67+4.74)Kg/m® , G WM 5 5 40 491, 15 31.16% -
1.2 Kpillde bR 2 ik
1.2.1  FeNO K

JIT A R 4R F — A 5 {L(NIX O, Hh 3
Hi Aerocrine AB /A F L) X FeNO #EA 7RI . Ml
IHT 1 h W TERIZLE )y, I R AR A e T
A AL AT A, S5 AT AR I A A i £
HHRA TS AT BT T P T A SRS
B ERIFE TIN5 s, FEE M IE Al N A, £E
2210 s, 7RI E PR S 4ERREAE 50 mL/s, 90 s J5 XF
FeNO s 47 20, AR 3 v, T3 3 i)
SEHIE . PEAT IR ERS A% He BRI B A T
1.2.2 I3 ECP % & IgE £l

T ABEK H & =AM E 4 mL 25 J8 #5 bk i, 3 50
B0 VRG2S A4S (B S
Phadia 2\ 7 , 05 : UniCapSystem , ) ¥} Ifil i ECP /K
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1.2.3  JiliZh s

;i FH 22 Dy e il 2y e A i S HE A B 22 3 4 ]
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(FEV1) 5 #UMAE & 4 e (FEV1%) DL K e KIS,
it & (PEF) (% W3 1HE A 43 b (PEF% ) #E 174 , LA
FEV1% .PEF%45 brxf fili D REHEA T PEA o
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0 57 B SRS I g B IR SR R R
AL, I X 02 i 7 R S TR A TRE AN, 4 BT P AL AR
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PEF% 174 5+ , LA} FeNO . IfiL i ECP . IgE 7K F- 5 fiifi
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1.4 GiteFrik

I3 ] SPSS 18.0 Ge it B A7 Ab B, 805 kL
i n(%) 3R, A LR o7 K g, T i %R
(x+s)Fon R H K255, i H ROC 12X} FeNO | Il
1t ECP | IgE FRLI K MG 6 0 = =0 485 12 i 9 12 Tl
REIEAT 4B , W2 2 7% o A 5 14 43 A7 R F Pearson
FHIATHT , P<0.05 25 57 H et 38 .

2 H#R

2.1 HBERLTORIE
[T EN - ol N S8 R N i = N U = e
WG E L (P>0.05), L& 1,

F1 FMHBFEERABILR (n(%), (xxs)]

Table 1 Baseline data were compared between the 2 groups [1(%), (x+s) |

A

P PR E R4 B A B

x| n () [

% (Kg/m*) H o

R R 67(48.55)  44.58+14.77  38(56.72)
e EEm 71(5145)  42.13x14.61  38(53.52)
0.142 1.331 0.938
0.706 0.185 0.333

L1t 0.979
Pia 0.329

29(43.28) 25.21+5.04 22(32.84)  45(67.16)
33(46.48) 24.16+4.21 18(25.35)  53(74.65)

2.2 N4 3 FeNO. [fiLiE ECP . IgE M fili T GE$E
AN
SR I s 4 R K FeNO | IfiL T ECP | IgE /K

Y i T AR SR AR g 4, 1 FEV1% M PEF%
K AR AR S R A L, 2 5 A gt
2E N (P<0.05), WFE2,

&2 TAREE FeNO.ME ECP.IgE BT THREFRHRILEL (v £s)

Table 2 Comparison of FeNO, serum ECP, IgE and pulmonary function indicators between the 2 groups (x+s)

S| n FeNO(ppb)  ECP(pg/L) IgE(IU/mL) FEV1% PEF%
TARE N 67 65.09+£30.84  38.09+21.37  325.93+165.94 85.73+19.61 78.57+19.43
A S A A 71 31.64+13.70 17.58+8.31 183.70+96.23 95.78+12.15 87.83x11.73

i 8.312 7.510 6.202 3.640 3.414

P1E 0.000 0.000 0.000 0.000 0.001
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5 11 A 56 (r=-10.326, P=0.000; r=—0.283, P=
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Figure 1 Correlation of FeNO, serum ECP and IgE with fevl% and PEF%

R3 BEGEMEEARNISEH X SEEROVESH
Table 3 Efficacy parameters of each index for the detection

and diagnosis of bronchial asthma independently and jointly

LD AU BURE FRRE AUC(95%CI)
FeNO(ppb) 57.335 0.642 0.958 0.834(0.766~0.902)
ECP(pg/L) 28300 0.597 0.887 0.780(0.702~0.858)
IgE(IU/mL) 291.195 0.493  0.859 0.730(0.647~0.813)

PRE 0541  0.731  0.845 0.847(0.781~0.913)

DRG0 B AR B8 B RAE ROV o LA i IR
X SRR W i PR A2 W R ) T R AR R AR Y
AR | T DI BE LA R AR i A A5 Bl D) BE = 24 il TR
RS I e T RICR B B R bR B A
BRI, OE RO 5 DI BE R SR
AR, TS HAB R AR . SOV NS S
AU IO R TR I DR DA AT M S L 1Y i
P B (R T DL SR 9 B X R i
AR | R i 52 7 P A A5 D PR AR M s R
1z, NI, SR B8 R A8 JC B B I I i
X SR W N A T2 W R e RIS B A

Fh T SR W Wi A7 A S B R AR AR MEAR IR Y
R AR e R b B o 8 5 B4 i D RE AT AL, 32 Wi
ZERIFFA S . BEHE W EOR IR, AT A B
S W Mg B AR A 8] S AE AN )RR Y
RAEPIL, % B RAEARARAKPREA TR, AT 252
R W 1 PG 4R I — E YK T o FeNO T2 22
F P IE b Rz AR A, 5 ROE RAE R R ),

G I P8 A 7 B, LK AR 3 o 1 A 45 2/ N, A AT
XS TE ST N HEATIEAR T LI AT B A
X R T 25 W) AF AR A R N R AT B A
[Fi] ) 38 B X 5 97 1140 IR SO P 0 A7 65 Ay M ) 5 )
FeNO il AT DL sz e 32 4048 1 Wi £8 3 <8 R I
o AR, L 2R Ay I Wit I A2 T 114 AR AR
IgE J& T — AR 25 5 W A 5, 20 it 3 P 550, B
55N wg Ak 240 g S I K Al S5 45 5. A2
HWFIE K IN AR 28 i B R 5 & K7 1Y) 1B A7 7E 5
KRR IgE HE R 5 A00E & s R AR, 5RE
1R VL ) A B U AH T I M SR gE R B
SCRE R RS IgE K OE
I P M 40 i TT LA R TE AH B 4545 42 i ECP, bR s
o T A0 ML ) 98, T R A SRE T Bl L 9
A BOCRGE R YRR I & T e o
A5 45 R AL 7R FeNO | [fiL i ECP IgE /KA B F
Xof IR 3 9 9 FB 3 i T RE A T VEAN , R AT RE A
B S S RN 0 S B2 W il — 25 3 4 2
ROC [l £k 53 BT 45 48 b 4 12 Wit =0 <0787 122 i 1 35 g
SR, S5 R B R, FeNO | IliL7% ECP | IgE Bl 2 B &
R 32 W7 S A8 1 iy ) R S B BT v T BB S
Ty R T Sk R T A BRI DN, 4 7 3K A
B R T SR W i 1 S B A

25 LTk, 3R R R AR AE FeNO | I T
ECP.IgE ) & % 7t , H 5 HLK FEV1% . PEF% 4%
il D REFE AR it BB W ERPE A DG, (T4 633 1)



SNTEWiER T 20204E5 A $5124 4551 T Mol Diagn Ther, May 2020, Vol. 12 No. 5

© 629 -

PCT.SICAM-1.sVCAM-1 fE{2 'S/ DER'S R A4
p ey iy O EL

Bt BTET GE

N\

[ E] BB BOTHEMEE/NERE 5440 IR BE RS 2R R (PCT) ATV M40 it ) 24371
(SICAM-1) | A 8V I 240 B B FH 23 T--1 (sVCAM-1) f7K S Be i S, Fik BEH 2017 4F 1 A 2 2018 4F
12 A ZEARBETRYT A2 B /NER B R B3 105 B (R Mk R AL, b & IR Al BB R 3 42 ), R4 14l
PR JB 3 63 191, [R) o S T f B 1 B 100 04 S X BRZH, Lb A 9 4 I 3 PCT \sICAM-1 . sVCAM-1 7K
25 5 RO A IR AN R A B /NER B R BB LT PCT (SICAM-1,sVCAM-1 /K22 5%, 324 il ROC
Mk, b PCT  SICAM-1,sVCAM-1 HLAlAS I B 156 5 o I 5% 55 /0N BR B 98 45 O 20 e SRR 4 1 12 T e o
RSP /NER B R 4 PCT SICAM-1 . sVCAM-1 /KB i 75 T IR 4, 25 54 G2 7 X (P<0.05) 5
PR B /INER B RS T A UL R 3 PCT LSICAM-1,sVCAM-1 /KB i i TR IR 40 d e # , 2 5of
Biited L (P<0.05) 3 18 M B /NER B A8 6 O 4 DR R o, 22 B TR B SR A 27 ], 2 I e A U
YL R 15 61 A8 PR/ NER B 48 A I 24 B TR S 2% P P TR L R 3 PCTs ICAM-1 . sVCAM-1 K-t
L, ER TG E L (P>0.05), ROC HZk Z/R,PCT sICAM-1.sVCAM-1 Bz Wits ok 5 /N sk & - 41
L AUC {E R 0.886.,0.816 12 0.752, B R T2 Wi M /RS R A1 A G4 % AUC {E 2l 0.922,
PCT .SICAM-1.sVCAM-1 Bt &K I 2 Wi sl BE e = o 518 1B M5 /D ER'E & B3 PCT . SICAM-1 .
SVCAM-1 7KF-Fh e, Jo A J1 20 a5 W1 8 7oy, L5 240 71 D (AR 28 B E ] J DG 3R, PCT L SICAM-1
sVCAM-1 A5 6 I X 48 M B /INER W 4 5 O A B JER e HAT S84 1) 12 T 1

[$EIR]  1BPER 48, ARSI PSR ATV P20 R 2GR o2~ 1 5l vk i A A B B 4371

Application Value of PCT. sICAM - 1 and sVCAM - 1 in -chronic

glomerulonephritis complicated with bacterial infection

LIAO Rongye', SUN Shouping®, CAO Zhi'*

(1. Department of traditional Chinese medicine, the third people’s Hospital of Xinyang, Xinyang, Henan,
China, 464000; 2. Department of Endocrinology, the third people’s Hospital of Xinyang, Xinyang, Henan,
China, 464000)

[ABSTRACT] Objective To investigate the levels and significance of procalcitonin (PCT) , soluble
intercellular adhesion molecule-1 (SICAM-1) and soluble vascular cell adhesion molecule-1 (sVCAM-1) in
chronic glomerulonephritis patients complicated with bacterial infection. Methods 105 patients with chronic
glomerulonephritis (chronic nephritis group) who were treated in our hospital from January 2017 to December
2018 were selected, including 42 patients with bacterial infection and 63 patients without bacterial infection,
and 100 healthy volunteers were selected as control group, levels of PCT, sSICAM-1 and sVCAM-1were detect-

ed. Difference of serum PCT, sICAM-1 and sVCAM-1 were compared in these two groups and in glomerulo-
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nephritis patients with or without bacterial infection and patients with different bacterial infection, ROC curve
were drawn for estiamte diagnostic efficacy of PCT, sICAM-1 and sVCAM-1 on glomerulonephritis patients
with bacterial infection. Results The levels of PCT, sSICAM-1 and sVCAM-1 in chronic nephritis group
which were significantly higher than those in control group (P<0.05) ; The levels of PCT, sSICAM-1 and sV-
CAM-1 in patients with chronic nephritis complicated with bacterial infection were which were significantly
higher than those without bacterial infection (P<0.05); Among the patients with chronic nephritis complicated
with bacterial infection, 27 were Gram-negative bacterial infection and 15 were Gram-positive bacterial infec-
tion; There were no significant difference in PCT sSICAM-1 and sVCAM-1 levels between patients with chron-
ic nephritis complicated with Gram-negative bacteria and Gram-positive bacteria (P>0.05). ROC curve showed
that the AUC value of PCT, sICAM-1,sVCAM-1 and PCT + sICAM-1 + sVCAM-1 was 0.886, 0.816 , 0.752
and 0.922 respectively.The AUC value of joint detection was the highest. Conclusion The serum levels of
PCT, sICAM-1 and sVCAM-1 are elevated in patients with chronic nephritis, especially in those with bacteri-
al infection, but there is no significant relationship with the types of bacterial pathogens, combined detection

of PCT, sICAM-1 and sVCAM-1 has a better diagnostic value in chronic glomerulonephritis with bacterial in-

fection.

[KEY WORDS] Chronic nephritis; Bacterial infection; Procalcitonin; Soluble intercellular adhesion

molecule-1; Soluble vascular cell adhesion molecule-1
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F1 BEERAMMBAEA-MBLLE (xx5)
Table 1 Comparison of general data between chronic

nephritis group and control group (x+s)

A RE R

o
21 51 n B () (kg/m?)
X RAZH 100 65/35 54.56+8.84  22.03+2.64
B R A
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Table 3 Comparison of PCT, sSICAM-1 and sVCAM-1

levels between the 2 groups (x+s)

PC sSICAM-1 sVCAM-1

AL " T(pgL)  (ng/mL) (ng/mL)
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Table 4 Comparison of PCT, sICAM-1 and sVCAM-1
levels in patients with chronic nephritis and different bacterial

infections (x +s)

PCT SICAM-1 sVCAM-1
(pg/l) (ng/mL) (ng/mL)
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Table 5 Diagnostic efficacy of PCT, sSICAM-1 and

sVCAM-1 in chronic glomerulonephritis with bacterial

infection
ey AUC  REE (%) $FHFFE(%)
PCT 0.886 91.4 90.2
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Figure 1 ROC curve of diagnosis of chronic
glomerulonephritis with bacterial infection by PCT,

sicam-1 and svcam-1
3 it

B B /NER ST UL M B , L
PP IR ARG 2 RPN A G, AN R
2151, Ak PR SR A BE 1 D 3R AT RE 2 2 e e
VR . ABEIEHGE " SN R A T,
SERE/INBR 58 A R S D A R /R R (E R 2
BOm RIOFA I . A2 1R /N BRI SR AR 2L ik e 2
Je A DI REREE , Xob SR 0 AR T A T U Y 5
M o BRI A L I B/ INBR Y A B i e v L
AR B/ NERE SN i TR /BRI 4h
AR, PRI/, PRI 2R A N, DR R
5% B MR BB R SR DI RE T B, 5 5 5 S A AT 7 IR
) SE A SR AR IR o AT R R RE S S B
HIEZEAG e DI RERL 5 , B 25| B Mk B e i
Hift TRE RN RS P o

20 TR SRR R P AR Y R D, A
WEFE B " B R R T R ) R R R
SR AR . ER RGN AR, R
A IR B IR R, A0A T MR R G e, s

Il

AR RS SRR 1R ) LY 2 A8 A AR S AR L
JINE i KT 2 B e R AR AR R R
T T RS P AR S A TR DL SO A TR
XTI RIGIT T R R B A HE M S E X,
PCT J& 1E & AR LA T & i iess i JC T 14 i B 5
R AT, 4 w7 Jk e &1 (5 20 B JR g A1 iy A,
YR IR B L H B RN i AR AN 2
Sl , HA RS I g PCT 2 17,
I, PCT 7K - 19 7228 A6 AT A 4y 240 TR IR YL 48 1iE . AS B
GERIN SR B G I Al TR R G R R R B
&M PCT 3% b, 5B R#fiE — 20
SICAM-1.,sVCAM J& 78 A= BUIR A F A7 78 F ML 5%
Hoe PR i 40 ORGP T, 338 T R E B
LN Z P i — B o SICAM-1 T80k T4
PN B 240 M 2 1T, AT A SR Ry A A RE S g A I ¥ < A
bR, A 2 W58 38 5 SICAM-1 )12 I H
T A8 AR G R I2 Wb o R A R |
P N G B INLAE 42 B A E VI SICAM-1 i
FIE, AP RIAYT IR HOKF B3 R, UL sI-
CAM-1 A1 Ay e 2 17 (1) 5 Bh iz Wi b A, H 22
A T A0 RS A AT A A S RE K
N R T . sVCAM-1 L) 3 3h 4 Wh s i) 5
A I RO AT MG 2, 76755 1 41 i
KB B ER R A EEAEH . L SICAM-1 .
sVCAM FJ 5 PCT [R] B 1 hy J% e R 285 1 0L 775 2 J
MR . ABFFE SR Bon B R E R G
4 & YL i SICAM-1.,sVCAM /K g 3 |
T, 5 DR HGE — 50 AR R AL
HE— 20 H1 SICAM-1 .sVCAM . PCT /K -2k 728 5 4
WEMBCR  EIF RGN LR MG ¥R S
O TR AR R G, -2 R T kR
B, SICAM-1.sVCAM . PCT X8 1 B /NER B 26 &
IEH B RGBT 2 W s e o SE a0 &5 SR 42
75 SICAM-1 ,sVCAM , PCT B A5 K6 10 48 1 1 /)N sk
B 95 I 20 R B BT I R RICR .

g LTk 18 R R B E PCT | SICAM-1 |
sVCAM 7K V- Ft i, U H A I 4 3 Jak g 35 W1 4k 7+
LB S AR AR R C I B R . ARFSEE
SO TR L = E e B ECRSE S Ry e 2 (17
PCT .sICAM-1.sVCAM /K2 %, i & &35 Fn
FENG MR B th 2 W (. o34 5 A A
I SR AR R U B G R, I R YA YT 7 58 W B it
BReE R, BAT EE MG IREE 752



SFWiSTRIT A 20204E5 0 %5124 %51 T Mol Diagn Ther, May 2020, Vol. 12 No. 5 - 633 -
2% 3k (8]  ETAe, ki, HEI, 4 P OGBS AT IR % 0
[1] Wang YP. Effect of Shendi granule on T cell subsets and i PRI RO 4 [ D ]. 2012.
podocyte marker protein in chronic glomerulonephritis pa- (9] BRAE  TLL T MR EAmim B R 2R
tients with Pi-Shen deficiency syndrome [J]. China Medical TGF-B1, MMP-9 Al TMP- 1 X952 [ ]. s S50 5770k
Abstracts (Internal Medicine ) , 2018,35(1) :10-16. &, 2017,11(15) :196-201.

[2]  Lubas A, Kade G, Ryczek R, et al. Ultrasonic evaluation of [10] T, 5K %, M7k I% . miR-21 Al miR-145 FEARAEE ' 48 8
renal cortex arterial area enables differentiation between hyper- I 0K B B G S I A SR TR [T ] B BRIk
tensive and glomerulonephritis-related chronic kidney disease 2019,19(12) : 1489-1493.

[7]. Int Urol Nephrol, 2017, 49(9):1-9. (1] EERL, B, ZF . SMEE/NRE R A IFIREERGEILE

(3]  [I2RZE, PN, 2550 1B MR /NER B R S AN T gk Dot S B E AR BRESE[T ). TP AR BB IR YL 2435, 2017,
IHCHEDN ], AR5, 2017, 37(7):1737-1738. 11(19):4530-4533.

[4] YL, SHENEria Toll (RS2 1). p Tighi 5in  [12] A R30S0, 55 BRI Z G 5
FEeds, 2000, 1(4) :269-272. PN b X265 28 5 0 B B OC R E SR (0], AR TR B 2,

[5]  BolzS, Totzeck A, Amann K, et al. CIDP, myasthenia gra- 2005, 27(6):9-13.
vis, and membranous glomerulonephritis - three autoimmune (18] BRVUIS, 5008, 02, 55 . BRI IR A8 1 R 28 1 i
disorders in one patient: a case report [J]. Bmc Neurol, PO N ) 2 4R R S D BE St CCL18, CC6,1L-8
2018, 18(1):113-117. I SICAM-1 (9 5200 [J ], v 1] 92 90 07 3l 22 2% 35, 2017, 25

[6] Rodri-Guez A, Reyes L F, Monclou J, et al. Relationship (10):179-185.
between acute kidney injury and serum procalcitonin (PCT) [14] FEAAR, A%, S0, SRl T i S AR
concentration in critically ill patients with influenza infection J7BAF SR I T 7R L3 IL-2  TNF-o & SICAM-1
[7]. Med Intensiva, 2018:S0210569117303637. KR [T ], R EEEAE2ESGE, 2017, 37(9) :55-61.

(7] #MH, %) . COPD 2 fi# 191 /2 3% 75 PCT . IL-6 . hs-CRP /K [15]  Hh4e, SRH, Sete, 45 b0 b2 dust 18 e e AL O &
S A R BRI (D], ) AR EE 2, 2017, 38(10) : ML 8 ML IE T3 ML 375 A DG 88 B DR 718 (9 5 0
1531-1533. [J]. thEEdei, 2017, 58(5):394-397.

(L% 628 )

Xt BE AL % B by R O JE 4T FeNO L ML T [7]  Hasegawa T, Uga H, Mori A, et al. Increased serum IL-17A

ECP. IgE *ﬁ {)H'J ﬁ 71"‘” F 3{%%@ [% ﬂﬁﬁ E/‘J 2& %U 1/2\ lﬁ%ﬁ‘ , ﬁzﬁ and Th2 cytokine levels in patients with severe uncontrolled

B L T ) SRR % ma 1) B Cyoline Neow 2010, 20 D80

A A I I g LA 7 O ELAA (8] %Nﬂff?&, }EE’/%IKH,}XF, A5 TR 25 Xk 7 I A £ 48 - 2

VR AR S ME ZEEAENT IS ALE RS20 [T ] R - 5 A e Sk 251 471

B2, 2017, 66(21) : 62-64.

S % 30k (0] BRREE, F3Emi, et . IR U1 — R AL

(1] 5k, 2hi, Bfar, &% SO B B IR I A4k I iy 1412 W M3 97 AR AR T [T ], e 2R B A,
HG/NEDIRE AR G E e s m R (1], R BEy, 2014, 17(29): 3430-3434.

2017, 68(2): 25-30. (101 HBI5H . 1L3 ' ECP . IgE #YFiAKF K& FEV B X 2

(2] [EUTEE, R4R¥E, [ B . ARG PREE o 2o RI5 e ik AU LIS IR LT ). T E SRS, 2012, 16
JBE 5 W Wiy B I S RE O R — SR UL 1B 7K F Y (1): 79-80.

KARLT] WAREZ, 2017, 57(11) ; 84-87. (1] faplfey-, SBIEbR, AU . SO0 B i AU I3 TNF-oc |

(3] 2= b etk e R L R AR — S A BB A S 5 1 i A B IL-8 1 IgE 7K ~F i Al OC 14 0 B [T 1. 7050 4 3 2 2R
St TeE MAHGIELT . INZREEZY, 2017, 36(35): 72-74. 2012, 25(3): 322-324.

(4] ZEEREC, RAIR, S, 55 . -0 P B JE P i e i (12]  BRAs, SREEE, ASORFE, &5 . BRI F ik G s 58 JL 28 1M 3 A
B LR ARG RIS W 01T 1T ] o [ A 5 1 o 1 4 IgE A1l 1l W8 R PR AN I o B0 SR B 5 0 R — 4R
27k, 2018, 17(6) : 25-28. AR LY ] SCHEES AR, 2017, 69(15) : 83-87.

(5] VEJeHf. Wi S LSMA Il TARC IgE K BOS iHEUK Pasfe  [13] FFe, BUBRA, EMifd, 5. BEATHX A F /R ORM-
BHR XY EM Il G 2%, 2017, 89(6) : 99-100. DL3 3 R A% IR 20 2500 i 5 W i by S E 5 [T ). o0

[6]  Queiroz GA, Costa RS, Alcantaraneves NM, et al. IL33 and F2Wr 5367 4%, 2019, 11(1): 11-16.

IL1RLI variants are associated with asthma and atopy in a Bra- [14]  #J7E. L MIF . ECP.DF-sIgE & EOS Xt il jj L 31

zilian population[J]. Int J Immunogenet, 2017, 44(2): 51-61.

W IR AR SCLT ). AR T 2, 2018, 44(06) : 581-583.



- 634 - BTEWEIGITAGE 20204E5 H #5124 4551 T Mol Diagn Ther, May 2020, Vol. 12 No. 5
~ -
o

HARTRYY I ke e ZEREY 7 S A BE I B HE S NF-kB .
ET-1 )55

PR TR BRI KT RIW X 4dE’

[(# ZE] BH R HIE T Ik 22 5E (PTE ) i 35 97 &% Mokt 8 il 2 68 M % K 1 -« B
(NF-kB) W2 L(ET-D Ry m . Ak miBEMEBOREE 2017 451 A 2 2019 4F 6 A WA 19 PTE B %
122 Bl AR5 S, H IR BEDLEC T 23504, 4% 61 Bl XHIBLL A THUEEAYT , MBS A0S IR A LR |- %4
TIRIRIT o AR YT SR RYT IS I A DIRE [F 2l sl ik (MPAP) (sl ik if 4043 & (PaO, ) . Ifil
SRR (Sa0.) | EEIMTIAE [ D- R AK (D-D) A LU EF 375 Wi I B0 ) (1-PA) L £F ¥ i SR S0 P il - 1
(PAI-1) ] \NF-«kB.ET-1 R AR F LA, ER WAL A MR 93.44% (57/61) = T X B4
77.05%(47/61) , 2 5 A Ge it 5 L (P<0.05) 3 1AY7 7 d 14 d J5 W EE 41 MPAP I T X B4, PaO. , SaO. 5
T X HE4], D-D \PAI-1 ,t-PA ,NF-«kB .ET-1 & FXF B4, 22 24 Ge i1 L (P<0.05) 5 BT 6 T~ H , WER4l
AR FMER A 6.89% % T X IR 21.43% (P<0.05) . i€  WHIGIT PTE BB A0 B2, vl W i ks
Jili 05 D e S BE M 2 fE , 7T fig S5 0 NF-xB \ET-1 3354 K.

(S8R ] M m AR 80T  HRYRYT ; BEMTNAE; B F-xB; WEE 1

Effect of thrombolytic therapy on pulmonary thromboembolism and on

coagulation function, NF-kB and ET-1

LANG Zhe', HE Zhihong®*, BI Wenmiao *, LIANG Shaoging *, LIU Hongjuan®

(1. Department of emergency medicine, shijiazhuang first hospital, Shijiazhuang, Hebei, China, 050000 ;
2. Department 1 of critical care medicine, shijiazhuang first hospital, Shijiazhuang, Hebei, China, 050000 ;
3. Department of respiratory medicine , shijiazhuang no.1 hospital, Shijiazhuang, Hebei, China, 050000)

[ABSTRACT] Objective To investigate the efficacy of thrombolytic therapy in patients with
pulmonary thromboembolism (PTE) and its effect on coagulation function and nuclear factor- kB (NF-kB)
and endothelin 1 (ET-1). Methods A total of 122 patients with PTE admitted to our hospital from January
2017 to June 2019 were enrolled as the research object, and they were grouped according to the random
number table method, 61 cases each. The control group was given anticoagulant therapy, and the observation
group was given thrombolytic therapy plus anticoagulant therapy. The treatment effect, pulmonary oxygenation
function [ mean pulmonary arterial pressure (MPAP) , partial arterial oxygen pressure (PaO,) , blood oxygen
saturation (Sa0.) ], coagulation function [D-dimer (D-D) , tissue-type plasminogen activator (t-PA) ,
plasminogen activator inhibitor-1 (PAI-1) ], NF-«kB, ET-1 before and after treatment and the occurrence of
adverse events between two groups were compared. Results  The total effective rate in the observation group
was 93.44% (57/61) higher than that in the control group(77.05%,47/61), and the difference was statistically
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significant (P<0.05). After 7 days and 14 days of treatment, MPAP in the observation group was lower than

that in the control group, and PaO, and SaO. were higher than that in the control group. D-D, PAI-1, t-PA,

NF-kB, and ET-1 were lower than that in the control group, the difference was statistically significant (P<

0.05). After 6 months of follow-up, the incidence of adverse events in the observation group was 6.89% lower

than that in the control group (21.43% ) (P<0.05). Conclusion Thrombolytic therapy has a significant effect

on patients with PTE. It can significantly improve pulmonary oxygenation and coagulation, which may be

related to the inhibition of NF-«kB and ET-1 expression.

[KEY WORDS] Pulmonary thromboembolism; Thrombolytic therapy; Coagulation function; Nuclear

factor-kB ; Endothelin 1
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Table 3 Comparison of lung function and coagulation function, NF-kB and ET-1 levels between the 2 groups (x +s)
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Correlation between FGF18 and serum inflammatory cytokines, adipokines

and bone and joint severity in patients with osteoarthritis

HU Yanbin', WANG Zhendong', ZHAO Qiang', TANG Wei', PAN Wei ', LI Lei**

(1. Department of Orthopedics, Lanshan District People’s Hospital, Rizhao, Shandong, China, 276807 ;
2. Department of Emergency, Lanshan District People’s Hospital, Rizhao, Shandong, China, 276807)

[ABSTRACT] Objective To investigate the correlation between fibroblast growth factor 18 (FGF18)
and serum inflammatory cytokines, adipocytokines and bone and joint severity in patients with osteoarthritis
(OA). Methods 120 OA patients who were diagnosed and treated in our hospital were classified according
to Kellgren-Lawrence (KL) at least level 2 and were divided into the KL2 group (n=53) , the KL3 group (n=
39), and the KL4 group (n=28), and 30 healthy volunteers in the same period were selected as the control
group, and serum FGF18, inflammatory cytokines [ tumor necrosis factor-a (TNF-«), interleukin-1p (IL-
1B), IL-6, IL-17, IL-23], adipocytokines [ Leptin, adiponectin (APN), visfatin ] levels were measured and
compared in each group. Spearman correlation analysis was used to analyze the correlation of each index.
Results The serum levels of FGF18 in each group of OA patients were significantly lower than those in the
control group, and the higher the KL grade, the lower the FGF18 level (P<0.05). Compared with the control
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group, the serum levels of inflammatory cytokines TNF-a, IL-1f3, IL-6, IL-17, and IL-23 were significantly

increased in patients with OA, and the indicators of each group in the KL classification were significantly

different (P<0.05). Compared with the control group, the levels of Leptin and visfatin in OA patients were

significantly increased, and the serum levels of APN were significantly reduced, and the K-L classification

had significant differences in each index (P<0.05). Correlation analysis showed that FGF18 has a significant
negative correlation with KL grade, TNF-a, IL-1p3, IL-6, IL-17, IL-23, Leptin, and visfatin, and a

significant positive correlation with APN (P<0.05). Conclusion

As the severity of osteoarthritis in OA

patients increases, the level of FGF18 decreases that could be related to the abnormal expression of serum

inflammatory cytokines and adipocytokines in OA patients. The detection of relevant indicators in serum is of

great significance for the evaluation and treatment of OA patients.

[KEY WORDS] Osteoarthritis ; Fibroblast growth factor 18; Inflammatory cytokines ; Adipokines
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B SE o HEBRARIE : D5 IR RS TY
R B B g S5 B T B A s QI SR A%
FAEAR RIS OFEH X FARLH @ik
A W B BUR S 250097 & o HRFBR OGS
BRI SR ETE . 4 IS R AE T R AR
W LB 22 RIS L (P>0.05) , RA I
PE o AWFFEARATBEfe 2 51 234t
1.2 Jrik
1.2.1  Kellgren-Lawrence (K-L ) 732 J5 i

JIT A W 58 6 B 34T X SR A 9F 4T K-L &
Po K-LIrE0~4 9, 7 ey, o 28 8™ 5
1.2.2 (L3 A

JIT A WE 5T G 3B 5 il 5 mL 25 i i k
Ifil, 3 500 r/min &5.0> 10 min W I , —80 CIRATFf
W, R FH B 50 58 W B 25 (Enzyme-linked immuno-
sorbent assay , ELISA ) il x& FGF18 J 4 JiF 4 fifl
5 [ e IR %E ] T - o (Tumor necrosis factor- o,
TNF-«) | F 4l i/ % -1B (Interleukin-18, IL-1B8) |
IL-6IL-17 . IL-23 ]  Ji§ s 20 Jf Xl 7 [ 8 3R (Leptin,
LP) . i BX & (Adiponectin, APN) | N fif & (visfa-
tin) ] 7KV, FGF18 K 4 AE 4 i K 3 70) & W H R
T AR W 2 TR R R A R R
W B IR b LA TAEABR A A . Ay vE K
R S U BT



SNTEWiER T 20204E5 A $5124 4551 T Mol Diagn Ther, May 2020, Vol. 12 No. 5 - 641 -

1.3 Geit#atr

K 1 SPSS 20.0 R A 247 B4 43 A, 1 H B
B %37 , 4 18] L BCR o K 3 s 1 B2 oRE LA
(x+s) Rn, WM HEBCR ] LSD-t K6 56, 22 2H [H)
P A R T B[R 3R 5 25 43 A 5 Spearman A5G PE 43
Br 4% 48 b5 B A 561k o P<0.05 b 25 5 BAT 484t

2 #R

21 SABE IR — TR

Xof MR 40 fi A PR  KL2 2H  KL3 2H % KLA 41
OA B HER A L 22 5 G228 L (P>
0.05) ; K-L 704541 OA A e LU i 25 S L Ge 1T
o L(P>0.05), W1,

®1 BHEBERR—BABILE (vzs)

Table 1 Comparison of general clinical data of patients in each group (x+s)

i H XFHE2H (n=30) KL2 4H (n=53) KL3 4 (n=39) KL4 1 (n=28) F1i P{A
PRI (B2 18/12 31/22 23/16 16/12 0.051 0.997
() 59.7+4.6 58.8+4.2 59.4+4.1 58.1+4.5 1.225 0.224
g (A1) - 2.5+0.6 2.5+0.7 2.7+0.7 1.469 0.146

2.2 %41 FGF18 ., 44 40 it F 7 K Mg s 440 ffu R -7
K- He g

KL2 % \KL3 2 5 KL4 #1[] FGF18 . TNF-a ., IL-
1B .IL-6 . IL-17 .IL-23  Leptin , visfatin }2 APN /K~F-
iz R HA G 5 L (P<0.05),0A ¥ K-L

43445 4 FGF18 , APN 7K -4 i 35 I X B 4,
TNF-a . IL-1B IL-6 . IL-17 .IL-23  Leptin , visfatin 7K
T E s TR, 2R EASIFEE X (P<
0.05), L3 2,

F2 BEFGFISRIEMMEFRIEHAMEFKFLLE (x+5)

Table 2 Comparison of levels of FGF18, inflammatory cytokines and adipokines in each group (x#s)

mH XTHAZH (n=30)  KL2#41(n=53) KL34(n=39) KLA4Z(n=28) FiE P
FGF18(ng/L) 33.5+4.6 27.2+3.7° 22.1+3.1% 16.7+2.4" 8.577 0.000
TNF-a(mg/L) 0.3x0.1 0.6+0.2" 0.8+0.2" 1.1+0.4" 10.991 0.000

IL-1B8(ng/L) 22.3+2.5 36.7+4.4° 45.8+3.9" 55.7+5.4"™ 14.006 0.000
IL-6(ng/L) 3.5+1.2 13.82.0° 25.2+3.1% 33.3+4.2% 23.605 0.000
IL-17(ng/mL) 0.6+0.2 1.1x0.3° 1.8+0.4 2.2+0.9 11.250 0.000
IL-23 (ng/mL ) 5.0+1.8 16.3+2.2° 22.5+2.9% 29.4+3.6™ 15.386 0.000
Leptin(pwg/L) 5.2+1.3 9.6+1.9" 11.8+2.1* 14.6+2.4™ 9.500 0.000
APN(mg/L) 19.7+2.8 14.2+2.4* 10.3+2.5" 8.1£1.6™ 10.099 0.000
visfatin (pg/L) 6.6+1.8 11.3+2.0° 15.5+1.6" 18.7+2.5" 11.378 0.000

X IR AR, "P<0.05 5 5 KL2 4 HL#E, °P<0.05; 5 KL3 4 Fb 55, <P<0.05,

2.3 FGF18 5 K-L 43 9% . 4 4E 40 Jif R B g 5 240
L PRl (A A DG

Spearman AH 5¢ %4 43 A 45 S W 78, FGF18 5
K-L 43 S AFE 2 3 57 AH P (P<0.05) . FGF18 5
TNF-o  IL-1B . IL-6 \IL-17 .IL-23 , Leptin , visfatin f7
1E 3 MU e M, 5 APN (715 B 3% IE A e M (P<
0.05), L33,

3 itig

WEFETR I AL AN M RIEN T2 5 T OA
(15 B E R o TNF-o Sy 9 EXL 200 53 8 1) 2 A iy 1
20 L IR 1, REAZ fie 2R 450 00 B0 07 1 490 it 2R 4 ARSIk

AT, FERAE G e G AR R i 31
PAEM . IL-18 Mt 2= A AT iz
SN I ARAE R, BFSEIA R IL-18 i OA &k Y
HEZRZE™, IL-6 2 T ik EL A0 A5 i 200k
AL, 25 TiERRAE RV A T4 AE K
AL R R PE D RE S 2 A A B B R R . BFOE AR
L IL-6 1 7F IL-23 & TGF-B /EH Fi% S Thl7
G B 7 A TL-17, DUTTTSE ) OA Y5295 1Y & J ™, AR
5, OA U F Bl K-L 70 3 N, 2 F 240 i 1A
FIKFBEZ T . $Em , A M R 7K T 5
PEFE A OA B0 1) 1 R i 3 S ok A8 42 o T 90
RN .



© 642 - ATEWEIRITARE 20204F5 A

%124 554 J Mol Diagn Ther, May 2020, Vol. 12 No. 5

%3 FGF18 5 K-L 4% . # e 4 A &l F 72 g A 4 Al [ F
BIHH & 14
Table 3 Correlation between FGF18 and K-L classification ,

inflammatory cytokines and adipokines

Wi H r{H P{H
K-L /4% —0.298 0.001
TNF-a —0.259 0.004
IL-1B8 —0.282 0.002
IL-6 —-0.277 0.002
1L-17 —0.291 0.001
1L-23 —0.270 0.003
Leptin -0.306 0.001
APN 0.264 0.004
visfatin —-0.311 0.001

I T 400 6 DAL A G O 400 i 7 £ % G b g —
FEOR R 10T, X F IR RORE R G e N 22 T AR
RS HA E AR . Leptin 7605 05 1R b 4 1%
HRBAEH bR T IR Z AN S 5 TG (R
P SN B A3 BN 55 B AR BRG AR , BIFSE A8
Leptin ] LLi%5 5 MMPs & RIEN I H Rk S5
OA B H BB WA T Wi B2 . APN ok 58
JHE OB PRI B RARPUAHSG Do ds th LT gES 5
T OA Wy &R #E , APN 1E N i 9 M R 778 J5 4K
B R R E SRR WA B B
7, APN RJ Y3217 S OG0 RABETR =y 38 A A S 1o Al
AR, REPURAER™ . Visfatin & &1 R A
J'E A 46 IR, A8 10 T 400 it A1 35 R A B TR R
fift . AHIESE P45, Leptin  visfatin TR e 0 T
OA [t J& , i i OA it J&é , APN /K V-2 i B#AIG
XA AES H APN BHI i R & S A %o

AHF5E 45 B4R FGF18 5 OA H & i ™ &
FEREAF /R 5 R . — BB 5% /R , FGF18 fig %
A PR 21 4T B 3 A R 3 S 7 A FGF18 n 3
s AL AR JB 5 3R AR IR i S R R, A F I
JE BEAR I o OA 1 2 s b A5 11 B 25 20 4 i o)
T- JCH ECM Gl R 2R A A5 0l AR 1 3k 5 R
20 it X - B g 10 LT A A G . FGF18 1l LX)
T B AR B L RDIE W EEER, XS
X 5 i 240 A PR 7 IR T 400 e PR 1 1 1 VR A
Ko B, FGF18 X%f T4l OA $i i i , fie i s
TR A EEME, 25 Lk, biE OA B EH
S P T E AR B S N, FGF18 7K - 22 F AT, ix
5 OA B35 LT AR 5E 40 M DX A0 g 10 40 i [+ 5
PR I, KA DG broxt T OA R 15 PEAG
FaRIT A HEE L,

S35 3Lk
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NLR . PLR {EHVIR IR B4 B B 5 e PEHVIR R
RizWrbn e FHA

BRIk

(3 E] B8 HISHNE M PR 20 A EL A0 L (NLR ) i/ NSRRIk B4 41 (B (PLR ) 76
DR A R AR 257 I F B e e HUIR AR R (AT) 2 Wi i A i (B . 73k BEHUAR e 2014 4F 10 H =
2019 4F 10 A Wit i 287 {51 FHAR Bt 5 £ 2, e v 43 Ak AL FFOIR e (DTC) S8 35 66 1], 45 775 1 IR At
(NG) &5 104 1], AT J35 117 ] 5 3 S IR T A e (A G 19 {2 JE 3 260 4915 % Lb 4% 2L I R 45 1R brv 22
5, Z iR TAERRE h 48 7347 NLR \PLR 7E DTC/NG (AT 2 i (. 58  DTC NG AT B4 M fd
AL S A0 A (WBC) | = BRI R 2400 (TT3) bk 22 5 G124 5 L (P>0.05) ;4 4HUF S
PR AR 2008 (FT3) 8 R IR 2R (FT4) HURAR R (TT4) A2 R AR 2 (TSH) .NLR \PLR L2 7 B
BY 2 L (P<0.05) o AHSEMEs 4S5 B, NLR \PLR 234l 5 TSH /778 8.2 A %% (P<0.05) . ROC
M2k 25 S 7K ,NLR \PLR 2 i NG I # B B4 1.9, HiZE N AL (AUC) K7 0.875, SR EE 4 0.850, £ 57 B
0.842, PLR 2 7 NG (1 W7 & 2 138.7, AUC Hy 0.775, U 9 0.786, 45 5 B hy 0.777, i H BE A 12 Wi 1
AUC } 0.895, B 4 0.911, #5554 0.893, NLR 2l DTC RY#Wi{E M 1.6, AUC K 0.825, HE & Ny
0.813, #7578 4 0.806; PLR 12 i DTC BB {H N 134.7, AUC K 0.767 , F{UEE A 0.744, R SEBE K 0.731 5
FHEA LW AUC 2y 0.896, R 4 0.887, 555 o 0.879, NLR 2l AT WK {H b 1.8, AUC A
0.848, UM 0.857, F: 5254 0.836; PLR 121 AT MIWHE N 152.5, AUC 2 0.856, fHURRE M 0.862, 5
R 0.843; BT BRA 2T H) AUC 4 0.916, HUBE 57 0.932, 4574 0018, 458 NLR.PLR fEfE N NG,
DTC K AT WA SIS b , P64 %) NG . DTC & AT 2 W HA 814 o FH A 1

[X8EIR] HORBRIE ;A Btk HURIRSE 5 R Pk 0 BRIk T A AR 5 /IR B2 200 A L (L

Value of NLR and PLR in diagnosis of benign and malignant thyroid nodules

and autoimmune thyroiditis
HONG Wenbin, HU Hongwei*
(Department of Surgery, Zhabei Central Hospital , Jing’an District, Shanghai, China, 200070)

[ABSTRACT] Objective To explore the application of neutrophil and lymphocyte ratio (NLR) ,
platelet and lymphocyte ratio (PLR) in peripheral blood in the diagnosis of benign and malignant thyroid
nodules and autoimmune thyroiditis (AT). Methods 287 patients with thyroid disease admitted to our
hospital from October 2014 to October 2019 were enrooled, including 66 patients with differentiated thyroid
cancer (DTC), 104 patients with nodular goiter (NG) , and 117 patients with AT. In addition, 260 healthy
volunteers who were examined in our hospital during the same period were recruited. The clinical
characteristics of each group were compared. The receiver operating characteristic curve (ROC) was used to
evaluate the diagnostic value of NLR and PLR in DTC/NG and AT. Results There were no significant
differences in gender, age, white blood cells (WBC), and triiodothyronine (TT3) among patients with DTC,

H AR B . LT HF A4 (HGF-20165021458)
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*SRAZAEE A #E, E-mail :jiaqin97502583@163.com
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NG, and AT and the healthy groups (P>0.05). There were significant differences in free thyroxine (FT3), free
thyroxine (FT4) , thyroxine (TT4), thyroid stimulating hormone (TSH), NLR and PLR among the 4 groups
(P<0.05). Correlation analysis showed that there was a significant negative correlation between NLR, PLR and
TSH (P<0.05). The ROC cutoff value of NLR and PLR for NG diagnosis is 1.9 with the AUC of 0.875 the
sensitivity of 0.850 and the specificity of 0.842. The ROC cutoff value of PLR for NG diagnosis NG is 138.7
with the AUC of 0.775 (sensitivity of 0.786 specificity of 0.777). The combined AUC is 0.895, the sensitivity
is 0.911, and the specificity is 0.893. The ROC cutoff value of NLC for DTC diagnosis is 1.6 andthe AUC is
0.825 with the sensitivity of 0.813 and the specificity of 0.806. The ROC cutoff value of PLR for DTC diagnosis
is 134.7, the AUC is 0.767 (sensitivity: 0.744 and specificity: 0.731). The combined AUC is 0.896, the
sensitivity is 0.887, and the specificity is 0.879. The ROC cut-off value of NLR for AT diagnosis is 1.8, the
AUC is 0.848, the sensitivity is 0.857, and the specificity is 0.836. the ROC value of PLR for AT diagnosisis
152.5, the AUC is 0.856, the sensitivity is 0.862, and the specificity is 0.843. The combined AUC is 0.916, the
sensitivity is 0.932, and the specificity is 0.918. Conclusion NLR and PLR can be used as effective
predictors for NG, DTC and AT. The combination of the two has a better application value for the diagnosis of

TC and AT.

[KEY WORDS] Thyroid tumor; Autoimmune Thyroiditis; Neutrophil and lymphocyte ratio; Platelet

and lymphocyte ratio

P SRR 9 5 435 FROIR it B S e 9 R A
PLEETCHE HUIR AR FLAEIGR | F B gy v FAR AR %2
o FEHRIRER AW HERAGRZ, g
W5 A R BT AEE S M A I DI REZE L
SRR HUIR B 1 A A A R ST PR HIR AR
Ji (nodulargoiter, NG ) [ #0518 i &, #8573 F£ 76 H
AR AR AT M AR, ™ E )5 2 AT R Ol HEOIR IR
PR R o FE R A e A DL A S A
PAZe P dse i UL, 43 A AR i ( Differentiated thy-
roid cancer, DTC) J2& HIR [l 8 e Jir g 1Y = 2228 0
PREGEE T REDE . A SR rERUIRRE R (Au-
toimmune thyroiditis , AT) f¥) & 1= & Ji 5 RAE S i
ERLEAEBVIRR . IR b4 2 AR R 0
WI R 2 B AL R SR, 25 5 o 2 sk iR
ZMERIATT o FHAR IR A8 5 5 A7 A IR AR
B AT S8, KD H KA BT 1 i PR
I KB I e JR A O, AELXT T 4% 2 IR B 0 1
DX 53T 5 TR B RN SR R T v R S PR AR A .
RIEFE DTC AT 45 HUAR R0 1) & A R R ke ]
2 OCH AR, SRORE TR IE 5 e 728 40 i i) &2 2%
AHEAE IS 30T 950 1) 5 R 5 X6 55 25 U 7 AR il

SZ R T R AR B 40 Y L (neutro-
phil-to-lymphocyte ratio, NLR ) . Ifil./]Mz Fl1ibk B 41 g
Ft.{E (platelet-to-lymphocyte ratio , PLR ) A /L{A G 725
6 BN AR AR W, R A% S e £8 35 LA 1Y 9 328 1 98
RA, 5 ZFOEME MR TG R BV . A OCE

ST AR R  NLR (PLR 5 T 5 FOR AR 90
HUR BRICR M I Z AL AR DI R AR P, AT
FEXF NLR \PLR 15 FUIR IR RGEAESS T & A B e
P HUR IR A2 Wb B9 A ELEA T 1 2087, DAY
oh FRODR i 2 o S8 0 i PR A2 R 4 I AT AR HE R
it

1 ARSI

1.1 — s

PEEUAS BE 2014 47 10 H 2 2019 4F 10 YA Y
287 1] FHBR i 9 s BB A, G b g3 Ak U ER IR R O
(DTC) 75 66 i, 4555 P HUAR B (NG ) /235 104
1] 5 53 e (R T A e 422 32 1A ) £ e A JE & 260
BIAE R (4L, 359 B R A B, JC T B S5 R 25 D fig s
15 T HUDR R0 s o8 P a Jre M

PAFRUE : OIIFFE P AR BE 2 2 NI 2R o 43
b E B R 126 48 1 ) 2 bR o, O
2RIl R B 2R 12 W 12 s Q- B AR 250
115 2 28 AN [R5 i A Tt HR IR 25903697
FARMIT WA3LIEYT s DY AP ER2 , IR GER
e . HEBRPRME : Q&I B DhRe 55 e g
I VR PR o E RGBT s Q& I AR
MG MR A RS A S TCIA LB s U
@D F I Ho AT HUIR B 3 . AR AT S
FEPEN RIS L R, 22 S SRR L (P>0.05)
BTtk o ABFRE AR BEAC T2 L ot i
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1.2 ik (%) 2R, A ] LE R T o0 K 3 5 1 o %8 RE DL

GEi AT iF 5% X G2 0P ) AR S I R R,
FEICEE A BERT 23 16 # K I, 2R XES000 I #1453
i (Sysmex 23 7], #1145 : 03200525 ) 6130 53% 4 2
M5 (WBC) bk EL 40 AR5 Mr 20 B4
MM/ IT4%, T8 NLR F1 PLR. R E602 4 H 3
HL R e 8 A BT A (B R Al diE 5 £ 3402843 )
FE T HUHDIR PR R R (TT3)  HURIR R (TT4)  H
RIR R (FT3) i B R IR 2 (FT4) A HUR AR
R (TSH) , I &1 AR A R BLE TR

1.3 Fi+ELH
& 1 SPSS 20.0 #F47 K 4ig 4 81 , TH 55 B 0

(x+s) KR, ZU A FLECR B E 72007
£ 48 b AH % R A Spearman A5G 43 #7 5 2 iR
T A #5 AiE #h £& (ROC) 3 4 NLR . PLR 7£ NG,
DTC AT F 2 Wi (H . P<0.05 K25 5% A 41t

2 #R

2.1 S AIGIRGOR A

DTC NG ., AT 41 f& # S A 5 2 4F i . WBC,
TT3.TT4. WK 2SS TG 75 L (P>0.05) ;4 4
PEJ \FT3 .FT4 . TSH NLR .PLR H5: 22 7 B A %
HeEE X (P<0.05), WFE 1,

F1 BAMKBEBLLE (vxs)

Table 1 Comparison of clinical data of each groups (x+s)

SyE| DTC 41 (n=66) NG 4 (n=104) AT H (n=117) R (n=260)  FIy{H Pl
M5 (B i) 24/42 37/67 35/82 141/119 25.008 0.000
(%) 43.3+3.6 42.9+4.1 44.1+3.9 43.5+3.3 0.203 0.840
WBC(x10°/L) 6.3x1.2 6.5+1.5 6.8+1.7 6.7+1.5 0.993 0.326
TT3(ng/dL) 99.5+15.6 102.4+13.6 98.8+19.2 97.4+16.5 0.480 0.633
TT4(wg/dL) 16.8+2.8 11.6+1.9 15.5+2.3 8.2+1.7 13.518 0.000
FT3(pg/L) 3.1+x0.4 3.2+0.6 3.1+x0.4 4.7+0.7 11.135 0.000
FT4(ng/L) 0.82+0.14 0.86+0.17 0.83+0.11 0.96+0.10 4.553 0.000
TSH(mIU/L) 1.2+0.3 1.6+0.3 1.1+0.2 2.1+0.5 8.665 0.000
NLR 1.9+0.4 1.5+0.2 2.5+0.3 1.3+0.2 7.395 0.000
PLR 123.4+13.0 113.7+10.1 174.5%15.5 110.5+9.3 4.516 0.000

2.2 FHCMHES BT

AH A4 S 7% ,NLR \PRL 5 TSH f£7E
3 UM S (P<0.05) , 5 HMh I R 48 #7 G B 3%
FHOGHE, L3 2,

%2 NLR.PLR S5IERZEFRMIHEXED M
Table 2 Correlation analysis of NLR, PLR and clinical

indicators
L NLR PLR
L M P
WBC 0.105 0.076 0.059 0319
TT3 0.082 0.166 0.088 0.137
TT4 0.062 0.295 0.074 0.211
FT3 0.094 0.112 0.112 0.058
FT4 0.108 0.068 0.097 0.101
TSH ~0231  0.001 0186 0.002

2.3 NLR.PLR 2 NG Wi2 i {E

NLR ,PLR X F NG W2 Wi A K4 (8, B
BRI AT LR = 12 W I SRR R R R S L B T2
WrifEasE. WL 3.

%3 NLR.PLR X} NG M2 #i M &
Table 3 Diagnostic value of NLR and PLR for NG

YA
sebR IWEE AUC  959%CT @@E%ﬁﬁ’%&Pﬁ

NLR 1.9 0.8750.813~0.938 0.850 0.842 0.692 0.000
PLR 138.7 0.775 0.693~0.858 0.786 0.777 0.563 0.000
BA 0.895 0.841~0.950 0.911 0.893 0.804 0.000

2.4 NLR.PLR Wi DTC (2 it
NLR .PLR X} T* DTC 2 b B A R A4F- a3k
ARSI AT LA =2 W ) U R R B R T2
WriEafbE . WLk 4,
% 4 NLR.PLR X DTC BJi2 i { &
Table 4 Diagnostic value of NLR and PLR for DTC

EA RSN

PR EBWHE AUC  95%CT  HURREE RSB e P

NLR 1.6 0.825 0.770~0.880 0.813 0.806 0.619 0.000
PLR 134.7 0.767 0.703~0.830 0.744 0.731 0.475 0.000
BA - 089 0.856~0.935 0.887 0.879 0.766 0.000
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2.5 NLR .PLRZWi AT (2 Wi i i
NLR PLR Xf T+ AT B2 Wi HAT R 4F 0 {8, Bk
A I AT LA i 2 W A SRS R S L S T2
Witk W2 S5,
#5 NLR.PLR X AT F9i2 B &
Table 5 Diagnostic value of NLR and PLR for AT

. 2%
FEbR BMEE AUC  95%CI WU Fe R B o PAH

NLR 1.8 0.848 0.786~0.910 0.857 0.836 0.693 0.000
PLR 152.5 0.856 0.785~0.927 0.862 0.843 0.705 0.000
B4 - 0.9160.872~0.959 0.932 0.918 0.850 0.000

3 itig

FF PR B 95 5 7E A0 300 A AR JC L RORER,, 75 5 166 ol
W12 ST IE RT3 BN R DR BB 36T
i 2R o HUAR BRI 1 0 Jr A Hh R s
CT.ECT.MR % FEB  (HXF ROEMESS T izl 2
A B PE, EE T 2 R AT LA 2 G
aniOL RN S A T I (2 D0 B = 2N = 7 O e WA N
T TG RH AR I2 T, L 26 A A PR R
AEE K, X AR PR M IS PR 251 B A FR R e
JRI2WEAR ok THEE, L, FHRE DA R
PERR B T HUR BRI 1297 A AN,

iR P 35 2 S Sy ek 4 ] Jo 4 B L R 1
211 A IE W 2H AN I S 2, A TR RN S
%A L v R R AR DT 52 el iR ) A
', BEFEUESE", RAE 5 2 R0 I s TS fETE
UM o S0 0 40 MR T 2 iR & A & e i o
FLRER , JE 20t ] 4306 g A= il R F, AT
A2 T i Je 240 B 1) 14 A L A R RS o Ik L 4
I 240 i G R AR R A S A 4R NK
RN T 9k LA . A5 3% B AE g AR P ok
AEFE IR L 448 A a0 e PR 240 3 22 A L
I /N AT 433 VEGF 755 PN Bz 41 i 34 5 3 % |, 344
TIEH 20000 55 38 3 M AR I R i A R AR 28 i/
MR AT AR 28 il /N 5 A K 7 (PDGF) i 4
i S 5 TR R 40 - 5 40 4 % 38 DR S R
JCFNIE AL, e A AL R aE

HRBEDIREM A B SMBERVCER, L
R Z B H A A S o S SOFUIR R R 9 A
A3 S EARTT D) RE A A HUIR AR PR
3 IS BCHOR BRI o AR B 5 T A DG 43
Mréh R 78 NLR .PLR 25 | DTC NG AT £

P R At R, I AR A IR R o W A Y
M) o 32 F T P 0 T AR Y b R A0 L BE
FAN M . A0 4 M Th 8 , I AEALAAR R AE SN
Hp A T VR b B AR A U R TR
PR REIRES AR TE T 9 AE S 1 & J 5 /)Nl )
A3 S AR 22 A LR TR SR 0 M T RE
AT B FRAE R A B R B 2% 508 14 7 28 200 i FR otk
PR, ARG 8BRS A B R g, 7F
AT B8 AR H 5 SOV P T ik B 20 i T 32 $IK e
FIEAM S T bk A B B

Wil 5 A RE 1 & R, ML AR i /I Al R v R 2
Bifi = T i, bk B 200 B B 9 /D, S B NLR \PLR i
Z I, MR RIAY E AT B A7 Tk EL 41
JH A 3 1) 44 50928 1V 25 S5, Thl/Th2 4 P-4 1)
Th2 i &5 , Th2 AH R 40 K 753 s34 £ o A58 b
ROC i1 £ 4% % & 77 , NLR. PLR I & # il % T
DTC NG J AT Wi Wb HAT 55 i i) U B T S
F£. JfH NLR PLR 45345 5 3015 , A T H.915 |
28 G A4 A, T /E SN DTC M AT —FI AL AR |
fajfd Jof) ] A A2 Wi EFE #R . NLR (PLR 2
B N1 11 A SR R o v R S T
22 254 SRR A P R A T e S g A A
il 700 TR AN 4 A 48 2 XoF bk L 48 L aff /DA R
rh PR L K-8 B e, PR B NLR \PLR 2
Wip s 17 7 B HERR T4 R R (R 52

Zg | Frik ,NLR \PLR F+ & %} F NG .DTC K&
AT A7 85w 48 bR, P13 8% & XF NG . DTC K&
AT (1432 Wi B 840 B A (7516 R e .

&% 3k
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miR-223 Al miR-192 TEEREMi R ) LifiishidZeh S

NS FARE S EFFR

(¥ E] BM #HilH/ RNA-223 (miR-223) 5 {7 RNA-192 (miR-192) 7F 5 fiif fili & L H Y
Fk RHEIRE L. FiE 120 6l 5 8L AFFE 41, A4 L3 il 2 12 W br i Hs i oe 4 4 S
FEIRRGL A | rp B R AH 5 R R G 2 ) A BT S0 gt B A A L #E 120 ) R X BRAH o S PO
B A BB I B (gRT-PCR ) 46 11 I % miR-223  miR-192 (1) 3¢ 1K /K - 5 5% FH G0 28 L Jeh v A6 00 1f 37 %%
Ji& % 1 E(ApoE ) 5 C- 2 v 8 1 (CRP ) 7K - 5 £k 2% & S 1 A I 1f 5 % 4% 22 Ji (PCT ) 7K °F 5 Pearson 12 43
B H A il ¢ 8 LTS miR-223 . miR-192 AH G J W 35 3835 5 ApoE . CRP . PCT 7K VI #H e 1 5 523K
F TAEHRAE (ROC) #2873 B7 175 miR-223 . miR-192 %f AE R B IZ Wi (i, &R SXHBAMIL,
WF 9T 4 1M 78 miR-223 1Y 235 /K F 35 TH 5, M5 miR-192 (4 3635 K F BB IL, Z BB 5t 8 X
(P<0.05) ; 55 B2 IR YL AL AR Eb , o B3 Bk 21 5 o 38 JER % A1 L7 miR-223 1 28 3k /K - 35 T, I v
miR-192 (1) 2 35 /K 5 2 IR AR, 22 58 S it 2408 L (P<0.05) 5 5 %) B AH Lb , BF 78 40 1M 7% ApoE .CRP |
PCT 7K & T, 2 R A 178 L (P<0.05) o Pearson A 3¢ P43 #1145 & %, 5AE il 46 £8 )L 1l
7 1 miR-223 1 miR-192 ¢35 5 71 A 3¢ (r=—0.226, P<0.001) . F4E ifi 28 &2 JL I3 7 miR-223 £k 5
ApoE . CRP . PCT £ 1E 48 5 ( P<0.001) , miR-192 3k 5 ApoE . CRP . PCT % i # 5¢ (P<0.001) . IfiL 35 77
miR-223 12 Wy 5 5E il R B 09 B50UR% L Ol 84.00% , ¢ 5 h 74.00% , AUC [ F 2K 0.862 ; miR-192 12 B 5 4
Jiili & Bsf 1) SRR 3 Sy 88.00% , 4% 53 5 K 72.00% , AUC TH AR K 0.868, £5i8  HSEM 48 4 JL 1ML 7 miR-223
FRIKOF T, miR-192 19 23R 7K F-REAK, B 5 0l 4R 7™ 8RR AT 56, I nl RE A iy 5L 30192 W 00 il 4% 1Y)
S FRREY .

[X4#i7] miR-223; miR-192; BAEM % ; ApoE; CRP; PCT

Significance of miR -223 and miR - 192 expression in serum of children with

severe pneumonia
SUN Huifang*, SUN Yongfa, WANG Danfeng

(Department of Pediatrics, Luoyang Central Hospital Affiliated to Zhengzhou University, Luoyang, Henan,
China, 471000)

[ABSTRACT] Objective To investigate the expression and clinical significance of microRNA -223
(miR-223) and microRNA-192 (miR-192) in children with severe pneumonia. Methods 120 children with
pneumonia were selected as the research group, and the research components were divided into mild infection
group, moderate infection group and severe infection group according to the diagnostic criteria of childhood
pneumonia. At the same time, 120 children with healthy physical examination during the same period were se-
lected as the control group. Real-time fluorescent quantitative polymerase chain reaction (qRT-PCR) was used
to detect the serum levels of miR-223 and miR-192. Immunoturbidimetry was used to detect serum apolipopro-

tein E (ApoE) and C-reactive protein (CRP) levels. Chemiluminescence method was used to detect serum pro-

LR B A K E F AR R R R A (201806215)
A& A S0 R SR & TR s B BRLAHERRBR, 7T, &8 471000)
*SEATAEE I, E-mail : sanliyuw@163.com
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calcitonin (PCT) level. Pearson method was used to analyze the correlation between serum miR-223 and miR-
192 in children with severe pneumonia and the correlation between their expression and ApoE, CRP, and PCT
levels. The diagnostic characteristics of serum miR-223 and miR-192 were analyzed by ROC curve. Results
Compared with the control group, the serum level of miR-223 in the study group was significantly increased
(P<0.05), but miR-192decreased (P<0.05). Compared with the mild infection group, the serum level of miR-
223 in the moderate infection and the severe infection group was significantly increased, and miR-192 reduced
(P<0.05). Compared with the control group, the serum ApoE, CRP, and PCT levels in the study group in-
creased significantly (P<0.05). Pearson correlation analysis showed that miR-223 and miR-192 expressions in
children with severe pneumonia were negatively correlated (r=—0.226, P<0.001). The expression of miR-223
in serum of children with severe pneumonia was positively correlated with ApoE, CRP, and PCT (P<0.001),
and the expression of miR-192 was negatively correlated with ApoE, CRP, and PCT (P<0.001). The sensitivi-
ty of miR-223 in the diagnosis of severe pneumonia was 78.00% , the specificity was 90.00% , and the AUC ar-
ea was 0.893. The sensitivity of miR-192 in the diagnosis of pneumonia was 80.00% , the specificity was
80.00% , and the AUC area was 0.902. Conclusion In children with severe pneumonia, the serum level of

miR-223 increases and miR-192 decreases, which is related to the severity of pneumonia and can be used as a

molecular marker for early diagnosis of severe pneumonia.

[KEY WORDS] MiR-223; miR-192; Severe pneumonia; ApoE; CRP; PCT

il 5 S ) L2 Bof 193 00 L2 B 4y LB 0 ek o AL
F1%) P WA JE g T 0 o I DA AR B 9 15 ™ R
W4 1l 98 4 Ay B RE il R R il 4%, T RE IR B
TR AE TG 45 5 Ja R S AR s R
HKAEZ Wl fg KJLE L ar, R S8 5 P LI IL
AT R BEE R iR EIL H 8%~14%
JEFEAEM R . JLEIEM % BB K It & E
LW BN 4B MR SR IH Pl 5 s 2 A
IR R ] SRR 5 S BO2TR A Y, S
15 b Ak, E e PR, X LB EE AR Y
W ERIGYT 2 ) LRHR RIS, i/ RNA
(microRNA, miRNA ) f&—2&/NF AR 4 5 1 3 K]
FRPERF N SRR IE I F TR, Bt —2%
o BE AR ST A BEAR i B P PR A g i BLBE RNA L 2
20~24 nt, fAI1Z5 TIF 24T, LR
AT R BT AR A T R B R RO LA
W P2 RS IR 5855 2 RGN ES R AEAE R, iE
I T miRNA S 520 40 A R A8 A . Ko
5% 2 miRNA St A K LT il il LA &
IS T 24 A 25 Bl 0 15 0 1 A e B VA A 2 )
FIEE R ARSLES B 75T miR-223 5 miR-192
P T AE 2R L e 18 B I RS S

1 ARSI

1.1 — %R
PEEL 2017 4E 1 F 2 2019 4F 1 A ABRIBGE RS 120

it R FB L AR AL, 54 66 B, Lotk 5461, -1
(3.56£1.20) %, [F] s 3 HC ) B0 i e 44 e )L 2 120 £41)
xR, Horp Bk 60 1], 2ok 60 ], SF- 34 (3.85+
1.33) % o MR A FRE T R 2 Wibr i i 58 41 L4y
T B R A b R R e A R R A, A 40
B AT EABEACHEZE S, i BLEE
A BB, st rE LA R
ARIZIHEIRE R BTl 28 S R MU, A B — Y
GoPEVERIR o HERRARE WA 28 B s 35 S R
SR SCUE R B AN RS RPN & 5 &5 A
il ¢ T It i 567 e PR 1 5 R TR RS s SR 1
Pl Lo X IR S gT 4L LR ) AR SR
a2 R G FE L (P>0.05) , HAG ] Lot
1.2 ik
1.2.1 FEAREE

TS 2 LB R 2 I i ik L 5 mL, 4°C %14
T 453 000 r/min B> 15 min, W B | 7% & EP 45
M, B T80 CHB AR IR VKA TR AF o
1.2.2  SEWSEOGE 7 R A EE U (qRT-PCR ) £
I miR-223 \miR-192 {4 kK-

¥ H Trizol ( 3¢ [# Invitrogen 2\ F] ) i IfiL 15 H Y
S RNA, WM E 6 BT 2 RNA W, AR
P [ 5% 735 A (32 [# Thermo Fisher 23 &) ) 16 B 5
ERAERE S RNA JUf% 55 18 cDNA . 5184 it
AT AY TR A RA A A L cDNA Jf
M k47 qRT-PCR J ¥ , JZ ¥ 14 % : SYBR Green
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Master Mix 10 wL, 1EZ 1815147 0.8 pL,cDNA 1 uL,
ddH.O #h 2R R % 20 wL; N &5 14 : 95 C AR 14
5 min, 95CZEME 30 s, 60CiB K 30 s, 72°CHEH 30 s,
A FR 40 YR . miR-223 .miR-192 L4 U6 H N 2,
SR 2-4 R A Rk E . SIT AL,

x1 51¥F7
Table 1  Primer sequences
AR ElkZgdl

miR-223 1E A 5[4 5-GGGGGTGTCAGTGTCAAAT-3’
FLI 5314 5'-CAGTGCAGGGTCCGAGGTAT-3'
miR-192 IE [#] 5] #) 5’ - GTCGTATCCAGTGCAGGGTCC-
GAGGTATTC-3'
K151 5'-GCACTGGATACGACGGCTGT-3’
U6  IEM5|# 5 -CTCGCTTCGGCAGCACA-3'
1514 5'-AACGCTTCAGGAATTTGCGT-3’

1.2.3 il 3% ApoE .CRP ,PCT /K-

SR FH A9 L e 32 4G 0 1L 75 2888 2 11 E(ApoE,
apolipoproteinE ) 5 C- J I 2 FH (CRP, C-reactive
protein) B 7K, & {4 H 37 HITACHI7180 5 fic
BN A ARSET RO CIRA BRA R R L
R K I 1t 3R R4 85 2 J (PCT, procalcitonin ) 1

JKAF-, mini-VIDAS #2873 B A b Ho e & 50 e A
2 AR Y R IR AT BR A HD
1.3 Goil=#aba

K1 SPSS 22.0 FAF#EATEE 3 B, A7 A B
AR ER DL (R +5) Fm , W4 18] FL R A ik
SEFEAR K 222 B] LR R 2 07 22407, 1
BGERER T n(%) 7R 4T 7 K9 5 R H Pearson ¥
3 A B E il 4% L IAL TS miR-223 , miR-192 AH 561
K H Wi #2355 ApoE .CRP PCT /K - (1) AH e
2 H TAERFE (ROC, receiver operating character-
istic) #h £k 43 #r 1ML 7 miR-223 . miR-192 X} 5 4 fiti 46
HIHZWHNE . L P<0.05 225 HA GiiterE X,

2 H#R

2.1 P4 miR-223 5 miR-192 4 2 3k 7K - il
ApoE .CRP ,PCT /K Fb#5¢

EGXT LA L, WF 5T 4 I miR-223 AYFRIAK
-8 2 T I miR-192 f 263k KO 1 5 PR AR,
Z R G FE X (P<0.05) ; 5% BA AL, W15
ZH 1L 7% ApoE .CRP .PCT /K- 5T+ &, 2 5 H 4
P L (P<0.05), WK 2,

£R2 MWHAME miR-223.miR-192 B3R i% 7K FF1 ApoE.CRP.PCT 7K F Eb B ( % +s)
Table 2 Comparison of the expression levels of serum miR-223 and miR-192 and the levels of ApoE, CRP and

PCT between the 2 groups (x+s)

2 5 n miR-223 miR-192 ApoE (mg/dL) CRP(mg/L) PCT (ng/mL)
Xof B 2H 120 1.68+0.30 0.90+0.25 2.33+0.47 5.21+1.89 0.15+0.03
a4l 120 2.27+0.38 0.45+0.30 5.98+0.96 10.35+2.67 0.37+0.10

i 27.391 20.651 13.951 13.695 15.632

PH 0.000 0.000 0.000 0.000 0.000

2.2 UN[R)EEGFE B LA miR-223 5 miR-192
()38 K s

5 SRR 2 A L, B R 4 R R
20 13 miR-223 {2 IK 7K I 2 T 55 (P<0.05) , 1L
I miR-192 1y 3 35 7K °F W 2 B K (P<0.05) , WL
*3,
2.3  HAEMA LI miR-223 5 miR-192 A5

Pearson A 54 43 B 45 S s, HOAE il 9% £8 L
I3/ ' miR-223 5 miR-192 23k & 7 47 ¢ (= -
0.226,P<0.001), WHE 1,
2.4 HE M AR BOJLIYE miR-223 5 miR-192 5
ApoE .CRP .PCT [ AH %43 Hr

K Hi Pearson £ 45 L i /R miR-223 5 ApoE .

F3 AERREREEME miR-223 5 miR-192 B RIA K F
A (vs)
Table 3 Expression levels of serum miR-223 and miR-192

at different infection levels (x +s)

2H 51 n miR-223 miR-192
LY R | 40 1.91+0.32 0.8520.29
Rl 40 3.21+0.56°  0.45+0.21°
R 40 3.69+0.45"  0.40+0.25"

Fi& 25.669 30.587

P{H 0.000 0.000

T SRR R A H L P<0.05,

CRP . PCT & IF A € (P<0.05) , miR-192 5 ApoE .
CRP .PCT 2 AHIE(P<0.05) , W3 4.
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miR-192 ik
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miR-223 ik

El1l miR-223 5 miR-192 1 X1
Figure 1 The correlation between miR-223 and miR-192

F4 K EJLMFE miR-223 .miR-192 5 ApoE,CRP.PCT
HIFE K ST
Table 4 Correlation analysis of serum miR-223, miR-192
and ApoE, CRP, PCT in children with pneumonia

2.5 Ifil¥% miR-223 5 miR-192 X} 5 5 fili 46 1912 Kt
#riH

ROC 73 M7 IfiL %5 miR-223 . miR-192 LA M 4 5
PRI G 0 o 5 il % 12 W fH . miR-223 , miR-
192 2 Wi 51 RE Jifi 48 B A9 BIORE R (R S L AUC fi
UL ZAH, U R R (5, W3 5,
3 iTig

HRE il R — PP IR RS A e R, &R
TG 1 DX, I PR SR RCEE W MR it 1T 25
IRIT LA BOLTRUS o 31 Al 2 ¢ Bk Jili 38 ik bR
WP vy, i A 4 B iR i AR, LA IE AR D Re A 4
B2 v BVE UL R EE IR o MR AR A Rkt
AT A B A AL I R H LT R AR I A R
B W6 R AR 7R B R A A B R G et T o | e e

i miR-223 miR-192
T rm oW P HEAE BRI 4 B A I R A . T
ApoE 0.444 0.001 -0.485 0.001 2R 0] RN B AE Y & AR T HeEEE W B v 2B il
CRP 0407 0.000 —0411 0.001 BB, A2 T | A I W v i R UL A DR, PR A B A Y
PCT 0.497 0.000 —0.460 0.001 0T et T R 2 AL T AR T
x5 IMiF miR-223 5 miR-192 XF FEEfifi 4 812 B &
Table 5 Diagnostic value of serum miR-223 and miR-192 in severe pneumonia
izt SR (%) MUREE (%)  AUC 95%CI Zgt  JusiR AR PIE
miR-223 84.00 74.00 0.862  0.779~0.923  10.116 0.5800 0.0358  <0.0001
miR-192 88.00 72.00 0.868  0.786~0.928  10.610 0.6000 0.0347  <0.0001

— U BRBE AR AR M il A T E AR L R AT R
PR 22—, HIE TR KA TE 33%~50%""", Hi 2 %L
37 5L R A L BB B B2 R ST A L I e B K
B R 4 (0 28 BR TR, o 4 SR PR YL iR T s ]
FETRAGH N E 60%

miRNA 7E4 L34k, A=W & F Mg kA&
Jat B R E KRR, SOk i 5 RSN
LR SETE . Bl 4T T miRNA 1 FH AL B Y 3 — 25
IR ABIFST , LA R FH 85 3 1 2 R miRNA S F 45
T A R AR T BeXE T miRNA R G =22 8] 1 56
RUEATWETE B S AT F 5 45 B A% AR P 3
FEIR VR I 000 2 R B v B — DT KO o B
FAZE S RFSY 22 B0, miR-223 T 1 Jhy Jili 45 42 v 76 (i A5
W AR o M E S I R B, miR-
192 A LAPPAk AR Gl 2 B L I T B AR

ZE LTIk, FEAE G 4 2B LM T miR-223 ik
IR TR, miR-192 B9 2% 35 7K FEAR, H 55l 48 ™
R O, IR AT AR S B 12 W RE i AR Y 43

TR . R R TN S AL T R4
BSOS AT 4 00387 L A AR 7 R
i

S% 3Lk
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(# Z] B WIEREMER (VESS)E it 73 76 5 G 28 i R (TMS ) Y6 97 ik 46 h s e
M i B 7 R R R I R VA TR O R B 73 H 2017 4F 1 H & 2019 4F 1 A WA B2 s
A W A5 1014 1R VE A BS54, R A HIIBE A TMS 1897 o RTINS HE1T VESS K6 25 DAk 7 i 1)
fiE, X HIRITRTIG AT RUR#H VESS PF4r A WA E i B ) BRI LT AR . R 114 Bl 24t
A TMS JR97 5, B RO K 90.35% (103/114) o 3397 147 5 4 W 53 i (8] 46 19397 1 (P<0.05) 5
BIT 1A T B WAL A 0 AU VESS TE4M 8 TIAYTRT , BRI LR HCRE B R TR R (P<
0.05) 5 A R FIRYT 1A H 5 0 WA 3 8 B B) 06 1387 1 B E AU (P<0.05) 53897 1A A JE A Ui #
ARG L L AL VESS P43 8 TR R S JCRUE A TR LR ORE B K 3R 7 A R TR
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The value of quantitative analysis of swallowing angiography in the evaluation

of dysphagia and function after stroke

HE Yuan'*, DAI Xin', LIANG Yahui*, WEI Bing'

(1. Department of speech rehabilitation, Beijing rehabilitation hospital affiliated to capital medical university ,
Beijing, China, 100144 ; 2. Department of traditional Chinese medicine, Beijing rehabilitation hospital affiliat-
ed to capital medical university , Beijing, China, 100144 )

[ABSTRACT] Objective To explore the value of quantitative analysis of video fluoroscopic swallow-
ing angiography (VFSS) in the evaluation of the efficacy and swallowing function of acupuncture combined
with transcranial magnetic stimulation (TMS) in patients with dysphagia after stroke. Methods A total of
114 patients with dysphagia after stroke who were treated from January 2017 to January 2019 were selected as
the research subjects, and all were treated with acupuncture combined with TMS. VESS examination was per-
formed before and after treatment to assess swallowing function, and VFSS scores, swallowing passage time,
and the degree of cyclopharyngeal muscle opening were compared between patients with different curative ef-
fects before and after treatment. Results In 114 patients, the total effective rate after acupuncture combined
with TMS was 90.35% (103/114.). After 1 month of treatment, the swallowing time was shorter than before
the treatment (P<0.05). The VFSS scores of the patients when swallowing barium, concentrated barium, bari-

um paste, and barium bagging were higher than before the treatment, and the degree of opening of the cyclo-
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pharyngeal muscle was greater than before the treatment (P<0.05). After 1 month of treatment, the effective

passage time of swallowing patients was shorter than that before treatment and ineffective patients (P<0.05).

The VFSS scores of effective patients when swallowing thin barium, concentrated barium, barium paste, and

barium bagging were higher than those before treatment and ineffective patients, and the degree of openness of

the cyclopharyngeal muscle was greater than before treatment and ineffective patients (P<0.05). Conclusion

Quantitative analysis of VFSS can effectively evaluate the efficacy and swallowing function of acupuncture

combined with TMS in the treatment of patients with dysphagia after stroke, and provide relevant reference for

clinical diagnosis and treatment.

[KEY WORDS] Post-stroke dysphagia; Acupuncture; TMS; Video fluoroscopic swallowing study ;
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Effects of miR-93-5p on fibrosis of cardiac fibroblasts

ZHANG Weifeng*, LEI Suyang, ZHAO Juntao
(Department of Cardiology , Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To explore the molecular function of miR-93-5p in cardiac fibroblasts.
Methods The cardiac fibroblasts and cardiomyocytes of myocardial infarction mice were isolated by differen-
tial adherence method. The miR-NC group (transfected miR-NC ) , miR-93-5p mimic group (transfected miR-
93-5p mimic ), inhibitor-NC group (transfected inhibitor-NC ), miR-93-5p inhibitor group ( transfected miR-93
-5p inhibitor) , pcDNA group ( transfected pcDNA ), pcDNA-Furin group (transfected pcDNA-Furin ), si-NC
group (transfected si-NC) , si-Furin group (transfected si-Furin), miR-93-5p mimic + pcDNA group vector
(co-transfected miR-93-5p mimic and pcDNA ), miR-93-5p mimic + pcDNA-Furin group (co-transfected miR-
93-5p mimic and pcDNA-Furin) were transfected into isolated fibroblasts. qRT-PCR and Western blot were
used to detect the expression of miR-93-5p, Furin, Collagen I , Collagenlll , TIMP2, and Fibronectin in the
cells. Dual luciferase reporter assay was used to detect the fluorescence activity of the cells. Results The ex-
pression of miR-93-5p and Furin was significantly higher in cardiac fibroblasts than in cardiomyocytes (P<
0.05). Overexpression of miR-93-5p and knockdown of Furin significantly inhibitethe expression of Collagen

I , Collagen I, TIMP2, and Fibronectin in cardiac fibroblasts, while inhibition of miR-93-5p and overex-
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pression of Furin had opposite effects. miR-93-5p directly inhibits the luciferase activity of wild-type Furin

cells, and overexpression of Furin can also partially reverse the fibrosis of cardiac fibroblasts by miR-93-5p.

Conclusions miR-93-5p can inhibit fibrosis of cardiac fibroblasts in myocardial infarction, and its mecha-

nism is related to targeting Furin.

[KEY WORDS] miR-93-5p; Furin; Myocardial infarction ; Fibroblast fibrosis
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¥ TGCCATGGGTGGAATCATATTGG; PCR %
#:95%C 15 min, 94C 15 s, 55C 30 s, 70C 30 s, 3L
40 MIEFR
1.2.3  Western blot {1l 4fi ¢ ' Furin ,Collagen I .
CollagenIll \ TIMP2 ,Fibronectin ) 8 135

FH 0.25 % JEREH Ab SCEE 40 A, F 2R 1 240
ook H B . ARG AT R B HR B, R R
M, HAEMENEA LERE TEA R L
B SR R AN % 2 PVDF i, SR
AT A% A R A4 RH I — T (12 500~1 500 ) 35 ¥
7 I (4°C) o B B, 4 LR ACHH L A5 B 1Y
ZPHi(1:1 000) W T E 2 h(37C) . w5, H
ECL . (A #E 17 W 52 %, 8 K H A Quantity
One 4.62 FXAFHEAT /04T, HHH M4 IKEE 5 NS
S R BE (A 1Y HUAE RN B Y 3R aA
1.2.4 WU 22 T 35 DRI ARG 000 S 5 A 000 240 e 7y
BT

P AL B miR-93-5p 45437 o5 Y Furin B 4 A1
158 A8 A 5 ' ZR g 3R K8 4% & WT - Furin, MUT -
Furin , % /3 5 5 miR-NC . miR-506-3p F£7#% YL &
CF 4L, 5 Y 48 h, ¢ 18 X F iR A J5 K5
A UL RTINS 3R Bl
125 SGuil2ehba

JH SPSS 20.0 3 #4784 73, 11 BERE LA
(x+5)FR7 , B FLBCR I ST REAS ¢ K56, 22 40 1)
LR R IR 2 07 22 500, P<0.05 Ron2Z 5 A 4

TR

2 #R

2.1 miR-93-5p  Furin 7£ 0> JJL AR £F 4k 240 Mg v 119 22
SRR

iz F qRT-PCR il Western blot £ il CM , CF i
Jif th miR-93-5p  Furin [ &k fE . 5 CM 41 4H
I, CF ZH 21l tf miR-93-5p mRNA 35 i 35 71
Furin /) mRNA F1 2 A #3515 8 3% T+ 5 (P<0.05) o
W1,

1 miR-93-5p.Furin ZE O AL AR R NZERRIE (v +s)
Table 1 Differential expression of mir-93-5p and furin in

cardiac fibroblasts (x +s)

2153 miR-93-5p mRNA  Furin mRNA  Furin 5 [

CM 4 1.01+0.06 1.00£0.08  0.99+0.07
CF#4 1.28+0.11 2.54+0.15 1.53+0.11
HE 6.464 27.176 12.424
P1E 0.000 0.000 0.000

2.2 miR-93-5p X JiL£T 2k 20 it £F 4 £k 1) 5 i)

5 miR-NC 4 # k. , miR-93-5p mimic 4> L
BT 4 41 g b miR-93-5p mRNA 335 i 35 T
Collagen I ,Collagen|ll , TIMP2 , Fibronectin /%) £ [
Fe k4 B F K ; 5 inhibitor-NC Z0 40 1t , miR-93-
5p inhibitor 41 .0 JIL B £F 4 40 B2 H miR - 93 - 5p
mRNA 3% 35 i} 3 (%MK , Collagen | . Collagen Il |
TIMP2 , Fibronectin [ £ [ 3 ik ¥ & 2 F+ &5 (P<
0.05)., W&E2,

&2 miR-93-5p M A HEMMALENBERBEANRIE (vxs)

Table 2 miR-93-5p regulates the expression of fibrosis related proteins in fibroblasts (x+s)

. Gid=|
2151 miR-93-5p mRNA
Collagen | Collagen|ll TIMP2 Fibronectin
miR-NC 41 1.02+0.07 0.99+0.08 1.02+0.08 1.0120.09 1.00+0.08
miR-93-5p mimic £ 2.94+0.16° 0.67£0.05* 0.77+0.06° 0.52+0.04° 0.42+0.03"
inhibitor-NC £ 0.97x0.06 0.96x0.07 0.98+0.07 0.96+0.05 0.99+0.08
miR-93-5p inhibitor £ 0.20£0.12° 1.68+0.14" 1.37+0.12" 1.67+0.13° 1.71+0.13"
Fi 681.816 197.784 76.054 278.185 320.894
PH 0.000 0.000 0.000 0.000 0.000

7 : 5 miR-NC 4H [ %8, *P<0.05; 5 inhibitor-NC 41 142 , "P<0.05.,

2.3  miR-93-5p #f![r] Furin

i i Stabase 2 {4 il 2] Furin 7] i /& miR-
93-5p AYFIEER (& 1A) 3 WG R B B0 25 S WL 3%
3, miR-93-5p mimic 4 HH# T miR-NC 41 7] I 2 %
{IK Furin-WT 481925 C 3R BG4 , miR-93-5p inhib-

itor ZH 1% T inhibitor-NC £H 7] Y. 2% 7} & Furin-WT
2 0 ) 7 Y 2 TS 7 ; Western blot 4611 i 7 , miR-
93-5p mimic 1A% T miR-NC 21 Furin & 4 &k i
&A%, miR-93-5p inhibitor ZHAH%¢ T inhibitor-NC 20
Furin 25 A3k B # TH5 (P<0.05) , L3 3 FIK 1B,
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¢ o
o &

'
R SR
A B ST
&S

Furin 3'UTR -WT 5" uuugaggauauauuuu(li?(liUUUg 3 Furin ———— -

miR-93-5p 3' gauggacgugcuugucGUGAAAc §5' GAPDH —— ——
Furin 3'UTR -MUT 5 ' uuugaggauauauuuuGUGAAAg 3'

1 miR-93-5p #B[H #F#% Furin
Figure 1 miR-93-5p targeting furin

2.4 Furin X} 52T 2 41 M 2T 2 Ak 1) 5% 1)

5 pcDNA 4 # kb , pcDNA - Furin 24 41 jfg
Furin mRNA FI & [ 353 2 2 T+ , Collagen | |
Collagen Il . TIMP2 , Fibronectin [ 75 [ 7 ik 14 i %
TFE s 5 si-NC 4H #H ., si-Furin 2H 40 2 7§ Furin
mRNA I [1 335 ¥ i % F#A%, Collagen I . Colla-

%3 miR-93-5p #[a Furin (x+s)
Table 3 miR-93-5p targeting furin (x+s)

ﬁ ﬁlﬁ (ﬁ ‘ﬁ Furin
Zib , ,
Furin-WT Furin-MUT & H
miR-NC 41 0.99+0.08 1.00+0.06 1.00+0.08

miR-93-5p mimic 41 0.27+0.02" 0.98+0.09° 0.68+0.06"
inhibitor-NC £ 0.99+0.06 0.97+0.08 0.97+0.07
miR-93-5p inhibitor 2 1.77+0.12° 1.02+0.10° 1.49+0.12°
F1E 517.655 0.629 138.634

P 0.000 0.601 0.000

1. 5 miR-NC 4 1%, *P<0.05 ; 5 inhibitor-NC 2H L% , *P<0.05,

gen [l \ TIMP2 , Fibronectin [ £ [ ¢ 35 ) i} 3 P& A%
(P<0.05), W4,

% A Furin ST 4T HENX RN (v+s)
Table 4 Effect of furin on fibroblast fibrosis (x +s)

4151 Furin mRNA &
Furin Collagen | Collagenll TIMP2 Fibronectin
pcDNA 4 1.00+0.05 1.02+0.09 1.01+0.08 1.00£0.08 1.02+0.09 0.97+0.09
pcDNA-Furin 24 1.95+0.12° 1.64+0.09° 1.82+0.15° 1.49+0.13" 1.55+0.12° 1.44+0.12°
si-NC 21 0.99+0.06 0.96+0.07 0.99+0.09 0.99+0.08 1.01£0.07 0.99+0.08
si-Furin 20 0.32+0.03" 0.72+0.06" 0.67+0.06" 0.7020.06° 0.68+0.05" 0.52+0.04"
F{H 755.943 224.016 213.243 116.072 155.919 166.583
Pl 0.000 0.000 0.000 0.000 0.000 0.000

1 : 5 pcDNA 40 H#5 , *P<0.05 ;55 si-NC 40 H 4 ,"P<0.05.,

2.5 Furin [7]5& miR-93-5p % i 2T 4 40 i 21 4 1k 1Y
PEAEH]
5 miR-93-5p mimic+pcDNA Z1 4 I, miR-93-

5p mimic+pcDNA-Furin 21 4f il ' miR-93-5p mRNA
F2IA i # A, Collagen 1 | Collagen Il , TIMP2 . Fi-
bronectin MR 1A 0 E 5 (P<0.05) . W3R 5.

% 5 Furin [B1& miR-93-5p Xt B 4T 48 20 B 4T 4 4L BV 4E R (v 2s)
Table 5 Regulatory effect of furin on fibroblast fibrosis by recovering miR-93-5p (x +s)

" miR-93-5p HH
mRNA Collagen | Collagen|ll TIMP2 Fibronectin
miR-93-5p mimic 4 1.02+0.08 0.99+0.08 1.00+0.08 0.98+0.08 1.01+0.08
miR-93-5p mimic+pcDNA 21 0.99+0.09 1.02+0.09 0.98+0.09 1.00+0.07 0.97+0.08
miR-93-5p mimic+pcDNA-Furin £ 0.76x0.06" 1.23+0.10° 1.31+0.11° 1.43+0.09° 1.52+0.10°
F1E 30.182 18.844 34.748 89.953 111.355
P{E 0.000 0.000 0.000 0.000 0.000

1 : 5 miR-93-5p+pcDNA 4 [ 45 ,*P<0.05 .

3 it

miRNAs 5.0 UESE 1 & AR kR i 7 il
SCHEMVER™, {2 miR-93-5p 7E.L U FE H 1 1)
ReU A frit— 26T & o Liu SV 7R K8, 4

% miR-93-5p 1Y i [l W] 78 JiT 1 4 Y (adipose-de-
rived stromal cells, ADSC ) SMNIMARE RS i 2 B3 5 .
afififi F§ ADSC X} 2Pk U S8 K B 0 LR YT AR
F L 9t H X R L] 5 miR-93-5p A 4351l 420 )
I AH 2 3% [A] (recombinant autophagy related protein
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7, Atg7) 1 Toll B£5Z 1K 4 (toll like receptor, TLR4) 3K
05 B A0 S 104 W R 6 PR 40 Y TR 1 0 A AR
e, Li 8" HGE , miR-93 78 iR 3 ik 5 9% (coro-
nary artery disease, CAD) 8 & IfiL ¥ H -1 , (H AT
PO WL AR T, A0 LA 6 2 Bl i P 72
A5 , (B ZE A ] miR-93 /)N RS o | RS Jin
CNEFE YA AL . Zhong 25 FE 20PE O JILEESEZH 21
122 5 miRNA 4347 38 , miR-93-5p (Y5 574
AN

Furin J&— 70 WY i 28 1 3% ALt , nl i 7 —
A RS AT A BRI 8 KA R iR
FIBOE A AEYEEIE A . S 5 2R H BT
PRI A B AE AR R - B IR SZ A4 N A IR
KBt 43+, Furin () ZFMEAEIRY 5.0 08 3101
KB BRI A C, B, 5 kAR 4Pk
(bone morphogenetic protein 4., Bmp4) %} T Vi tH &
(outflow tract, OFT) 1 53 Z (atrioventricular, AV) 73
B 2 5 1, IFAZ Furin 520, AR, #5058 28 1Y
/NEUBEAR T proBmpd X Bmpd (1A 4324, £ BLH
KRB AFEOMAE G FEREHE , 7.0
JUE AT e AN A, Furin /4 miR-24 (YRR, 2 5/
B0 JUE S 2 248 200 T 1 i 5 1 BG AE GE RS A R
ARSZE 2 B, Furin 76K B0 IE BLEF 2R 4t rh 2Rk 1
1, I HLF 9 Furin G &% 300 JIE 58 2F 2 41 it v 21
4 fk #H 5¢ 5 H Collagen I | Collagen Il |, TIMP2 .
Fibronectin % ik , 1M L & Furin W ELA5 A1 5 i 1/E
Mo XEESLIn g Ja8 5 IR A st o5 45 A0
4 o miR-93-5p Fl Furin 7£ > JULFEFE A% £F 4 240 Jitd h
12238 AR R L AH R 3 R PR T RE SR A
(1, 3% W] g 5 HUATE SR & Jre A R B B A AN
) A B B AF R E AT R R, R AR SRR R R BIL A mT
REIA 5 HABR 2K (miRNA AV W25 ) K, XA FF
i — 2L TR A

ZE LT i , miR-93-5p HA 4 il 0o lIE 1% 2 4 4
L 28 2 AL A VR T, AL 5 3 ] 40 ) Furin 4 ¢,
U IR B A6 B AT #E

S 30k
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BAP1 . Ki-67 #&8 5 AR NR e B e 22 S s
(B2

EpeE ERE BT RLF kEE KA

B

(¥ ZE] BH# HRIAWE 15 EFEMXER 1(BAPL) (Ki-67 F£ik 5 LM (LAC) £ #
MR R BUGH IR, Fik PR 2018 4F 1 7 £ 2019 4F 2 A 296 £ 4F LAC & E N5
2, 55 1k BRI 292 1) B il 350 Al s HR VR S X BB 4 L G I X e P41 BAPT \Ki-67 2381, IR 5
BAPI1 Ki-67 54 LAC &L Mg 222K R, X LI sE AR R S £ % BAPT (Ki-67 Rk TH I,
R AR 22 E S (KM) R HEAT A 470 hT . R W58 4] BAPT B 223K A5 F X4 B4, Ki-67 PR
Feah R @ T XL (P<0.05) 3 Z4F LAC k1= 5 BAPI (Ki-67 ik i L % VI AH 5% (P<0.05) ; BAPI J% Ki-67
¥ 5 %4 LAC [ % TNM 20 ] O L2556 8 i ISR 00 10 35 400G , HL Ki-67 5 8 3 /r LR 5 10 3 4 G
(P<0.05) ; Bt/ 14F, WF S 4156 124 BAPI BB RAL T AEAFH | Ki-67 R R R m FAEFAE (P<
0.05) ; BAPI FHYE A H 1V A AEAF 0w TR IR H  Ki-67 MR 1 A RICTF A £ H (P<
0.05), Z518 &4 LAC [ BAPI IHIEFR B R B EF RN, Ki-67 FHMER X R R HTH&E, 5 LACW AL
B (2 2R A AE T VAR S 1, ELZE TN A8 3 1 AR A A7 3505 T 2 A — 8 (8, 1T 4 1 DR P4k I 98 1= 78 I
U R AEAGIE 15

(IR ] MR ZUIE 1 S3ERAHSEER A 15 Ki-67; MR8 LT

Relationship between BAP1. Ki - 67 expression and tumor invasion and

prognosis in elderly patients with lung adenocarcinoma

AN Xiaoying', LI Xiaoxia', CHEN Ning', DI Honggin', ZHU Guiyun', ZHANG Yankun **

(1. Laboratory of molecular biology, hebei provincial chest hospital, Shijiazhuang, Hebei, China, 050041 ;
2. Department of ophthalmology , hebei provincial chest hospital , Shijiazhuang, Hebei, China, 050041 )

[ABSTRACT] Objective To explore the relationship between breast cancer gene 1-associated protein-
1 (BAP1) and Ki - 67 expression and tumor invasion and prognosis in elderly patients with lung
adenocarcinoma (LAC). Methods 296 elderly patients with LAC from January 2018 to February 2019 were
enrolled as the study group, and 292 patients with benign lung tumors during the same period were recruited as
the control group. The expression of BAPI and Ki- 67 were measured and compared in two groups. The
relationship between BAPI, Ki-67 and the occurrence of LAC and tumor invasion in the elderly was analyzed.
the expressions of BAPI and Ki-67 in patients with different prognosis in the study group were compared, and
Kaplan-Meier (KM) curves were used for survival analysis. Results The positive expression rate of BAPI in
the study group was lower than that in the control group, and the positive expression rate of Ki-67 was higher
than that in the control group (P<0.05). The occurrence of LAC in the elderly is closely related to the
expression of BAPI and Ki-67 (P<0.05). Both BAPI and Ki-67 were significantly associated with TNM stage ,

AAR A AT K 2018 - E B F A A E B IR TR (20180678)

YA L TR AR RS F AR EERE, T, B E E 050041
2. 7 A A E BRIk AL, FT b, 4 R E 050041

*BAZAE A K F A, E-mail : 928246030@qq.com
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lymph node metastasis, and pleural invasion in elderly LAC patients, and Ki-67 was significantly associated
with the degree of patient differentiation (P<0.05). After 1 year of follow-up, the death rate of BAPI in the

study group was lower than that of survivors, and the positive rate of Ki-67 was higher than that of survivors

(P<0.05). The one-year survival rate of BAPI positive expression was higher than that of negative expression

and the one-year survival rate of Ki-67 positive expression was lower than that of negative expression (P<

0.05). Conclusion The expression rate of BAPI in elderly LAC patients is significantly reduced, and the

rate of Ki-67 expression is increased, which is closely related to the occurrence of LAC and tumor invasion. It

has certain value in predicting the one-year survival rate of patients, and can provide evidence-based support

for clinical evaluation of tumor invasion and prognosis.

[KEY WORDS] Lung adenocarcinoma; Breast cancer gene 1 -associated protein-1; Ki-67; Tumor

invasion; Survival analysis

Jiti i 9% (Lung adenocarcinoma, LAC) J&—#fi9E
/NI, 2R IR T SRR E e, 2 R T
AEREAR, H R R A N F & A 3G hn iz ot
5o LAC B L2 Wik (838 TS Bl B S
RSB BB A R B = SRR HAZ2 W SR
ISP AT B = B MERR B PEAG AR . AR K
I, Ki67 & —Fh A o sE GRS W HE AR LY 22
o P ek R AR N B Rl e Rk A B TR
ik 98 1 5 A2 T RN 5 PEAL Y ek, FLIRE 1
5 LK #H ¢ 85 F 1 (Breast cancer gene 1-associated
protein-1, BAPI) J& T H.#% 5w M LI A DGy
IS W5t Ts , BAPT FE R B9 58484 KA Fh
2%, 5 NEHAbZ M AEAR A ST R, 1
KT W HTEM R EZ Wb i E A i . T
I, A 58 223040 BAPI (Ki-67 #6155 #4F LAC
BE MR RS CR, §TE R I IKZ W
LAC#£it27% . i nr .

1 BAREFE

11—k

PEEUABE 2018 4F- 1 H % 2019 4 2 H 296 &
AELAC R E R OFsE 4, Horh 55 114 ], % 182
B 5 4 % 60~82 %, -3 (67.45+3.72) & 5 IR i
46~80 kg, V-1 (63.57+8.21 ) kg ; J& 1 Hh : 187 1] 35§
7,100 B AT o 55 2 BRI 202 4] B fiti 358 fifr g
SREAE R B4, Hod 53105 ], £ 187 B ; 4T ik
60~80 % , F-1(66.63+3.31) % ; 1A i 7 48~83 kg,
44 (64.85+8.42 ) kg ; JE A1l - 179 i3 T, 113 Bl
Ffo Xt ECPIAL RIS PR AR R, 22 52T
it X (P>0.05) , BT ok,

P ARRUE . OFF 4 LAC 2 Wibr ", IF &R
JE R HIZ Wi 112 Q4F =60 % ; K I i & 3

ZAARYT s @ TG A W Y @ T FR
BIT; @B HERRKIBABEANI, CEEHNE
Fo HEBRPRUE : O I A MR 2 @Ml &
By A )™ HE B YL e B 5 (a0 i
TIge ™ m e fin & ; OFF Yot 5 s @RS g
B
1.2 Jrik

BT A5 0 58 X G2 R il 4L bR AR, Bl 4G
I >R FH 4 9% 41 23 A 2% 150 2 BAPT (Ki-67 BHM:
FaR A FLARERAE 5 AT e PR A e G 3 b
B, 4~6 pm iELLY) IR B K PURBE,F
I3 BT 10 min 53 A —Pt, T 4C FRAE G,
KR T R T —FERR 2% vp AR — /e M BRI
X R, PBS ZZ PR PE T 3 UG A 3, W T T %
B 10 min, K LA PBS 28 MR VEYS 3 U0, INA &
R R R OREa, RABAZEREEH .
e U LS , RS U) A B AL B 5~10 A4~ 5
ST, RSB R 100 A4 98 40, Tk PH M 4
ME oy b FiE AR 4 H Ay 2, <10% Sk B 1
(=),=10% K H(+) o
1.3 WEAER

OWiZ BAPI \Ki-67 Fik1E N . @RI BAPI .
Ki-67 5 %4 LAC K AW KR . QIT BAPI .
Ki-67 5 %4F LAC & MIEREN X R, @it
1AE, Ge Ak 5% 21 905 1 0, X bR 8] B AR
BAPI Ki-67 Fih G0 . &R H AR 2% 30 HE i £&
M ARl BAPI (Ki-67 R iK 16 0L £ 4 LAC B # 1H
AR
1.4 Seit2rJrik

B L B SR ] SPSS 22.0 %14, RO R n
(%) Fm CRH ¢ K5, >Rk FH KM 250 A= FE 16
i, P<0.05 A ZERA I E L.
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2 R
2.1 44 BAPI .Ki-67 FiATH M

5T 20 BAPT BHAE: 3635 R AL T XF B 41, Ki-67
FHE 22 IR R E T4 IR ZH (P<0.05) , IL# 1.

%1 WABAPL.Ki-67 RIXERLE [n(%)]
Table 1 Comparison of BAP1 .Ki-67 expression between
the two groups [n(%) ]

2H 5] n BAPI fHIEFR AR Ki-67 PHIEFRIAFR

WHoEdl 296 85(28.72) 133(44.93)
XA 292 260(89.04) 56(19.18)
718 220.607 44.701
PiA <0.001 <0.001

2.2 BAPI Ki-67 5%4F LAC BHEM KR

Logistic [71 443 #7 & # , BAP1 . Ki-67 5 & 4F
LAC &4 E K (P<0.05), WK 2,
2.3 BAPI 5 ZEMKNE

BAPI . Ki-67 5 %4 LAC & F i M5 .
e B AR R R R b AR R TG B A oG 1
(P>0.05) ; BAPI 5 % 4F LAC # & TNM 43 |
Wk B 25 e 7% | B R A A0 B 35 A O (P<0.05) , UL
%3,
2.4 WERAANFBUG B BAPI Ki-67 MR

BV 1 4F, k15 8 1l (Herp BAPI [HPER IR 3
B, Ki-67 BHMEFRIRH 2 6i) o PG TG 15 43 R
HEAFH ST & . JET-# BAPI [HYE Rk R 17

&2 BAPL.Ki-675ZF LACEKERXE
Table 2 Relationship between BAP1 \Ki-67 and LAC in old age

AR p1E S.E{H Wald | y* {8 ORH 95%CI P
BAP1 -0.704 0.220 10.251 0.494 0.271~0.902 <0.001
Ki-67 1.725 0.476 13.129 5.611 3.146~10.008 <0.001

&3 BAPL.Ki-67 5MEEEMBXM (n(%) ]

Table 3 Correlation between BAP1 and tumor invasion [1n(%) ]

Ki-67
P BRI BH CEH i PH
(n=133) (n=163)

BAP1
g n B B4 O rfH
(n=85) (n=211)
()
>70 9  24(25.00) 72(75.00)
0.709 —0.057
<70 200 61(30.50) 139(69.50)
4 51
& 182 52(28.57) 130(71.43) 0,004 ~0.004
B 114 33(28.95) 81(71.05)
MJeE B A% (em)
=3 198 56(28.28) 142(71.72)
0.009 —0.014
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KR
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i 80 24(3000) 56(70.00) 02 ~O01
AR
o3tk 47 16(34.04) 31(65.96)
LRl 4 249  69(27.71) 180(72.29) 0496 0.051
TNM 451
m~IVE] 143 24(16.78) 119(83.22)
-1 153 61(30.87) 92(6013) |13t 7025
WL 5 RS
H 177 30(16.95) 147(83.05) 11001 —0.317
J 119  55(46.22) 64(53.78)
Jifg B AR AR
l 116 21(1810) 95(8190) . = _ o0
7 180 64(35.56) 116(64.44)

42(43.75)  54(56.25)
0.400 0.025 —0.017 0.874
91(45.50) 109(54.50)

80(43.96) 102(56.04)
0.950 0.094 -0.025 0.759
53(46.49) 61(53.51)

89(44.95) 109(55.05)
0.922 0.0134 0.001 0.907
44(44.90) 54(55.10)

97(44.91) 119(55.09)
0.879 0.014 -0.001 0.907
36(45.00)  44(55.00)

35(74.47) 12(25.53)
0.481 18.305 0.258 <0.001
98(39.36) 151(60.64)

105(73.43) 38(26.57)
<0.001 88.566 0.554 <0.001
28(18.30) 125(81.70)

120(67.80) 57(32.20)
<0.001 90.735 0.561 <0.001
13(10.92) 106(89.08)

92(79.31) 24(20.69)
0.014 88.843 0.555 <0.001
41(22.78) 139(77.22)
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FAL,ALT- & Ki-67 FHME R IR & T A& (P<
0.05), W35,

*5 WMRAARETEEE BAPL.Ki-67 HERIEELE
(n(%)]
Table 5 Comparison of positive expression BAP1 \Ki-67
patients with different prognosis in the study group [n(%) ]

415 n BAPI [ Ki-67 PHPEFR AR
HfEE 175 67(38.29) 35(20.00)
TE 113 15(13.27) 96(84.96)

P 1H 21.091 116.835

P1H <0.001 <0.001

2.5 AArorH

KM #2870 #7 , BAPI P ik 35 1 4R A f7 %
EEPAPE R R, Ki-67 FHPE R IR VAR AR B
P2 TE F K (4=21.580, P,<0.001 ; %=134.200, P,<
0.001), W& 1,

100

2 |- mapimR 8, | Ko Ft ik s
£ 20 BAPI BItEEk &= 20 P Ki67 Ptk R
0 3 ; ) ) 0 s :
0 3 6 9 12 0 3 6 9 12
Time (months) Time (months)
1 H7Fi%

Figure 1  survivorship curve
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WFFEAR T 5 R SOk 48 A G 25 58, B R 3
BAPI 53#4F LAC 3% TNM 23] k4555 i
JEAZAD 53540 56 , 427K BAPI TE 2 TR fiieg K %
HELAC R 2 S IR AR, HS 5 Mg i1
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ICAM-1 & SR SMIG PR OMIE T A v S ¥ 193 095 1
UL/

FRA Rt AR

(8 E] BH WIS 0 R T-1 (ICAM-1) & = XA SME R (CPB) O IE T AR 21k 5
W0 (AKD BTG . F3E 2588 20184E 1 A 2019 4F 6 A WIaI 767 Be %52 CPB D ET-AAY 114 1] B
FHORIEAR)E 48h N &4 AKT Y 4 AKTZH FIAE AKTA, LU PR T RET M F ARG 2.4.8.12.24 .36,
48 h BT ICAM-1 M il LT (SCr) & ik, SR H Logistic [0 ARSI 41 AKT A 5200 X % |, 5% H ROC ih£k 4>
HF ICAM-1 %} AKT (B . 28R AKIHARJS 2h 175 ICAM-1 & 5 B 8 75 R J5 24hSCr 5 #H
TR (P<0.05) , 3F AKI 4R )5 2~48 h WY I3 ICAM K SCr & 2 Je B i 284k (P>0.05) 5 59 AKI 41 1t
A, AKT 2 B PR SMIGER G LA 18] | 32 30 ok BELUT A 1] A S8 i, A o ot i ) Sl 388, 8 P A S8 T K 2 9 L
IR 0 /0 (P<0.05) ; logistics [0 IH 40 #1 B/~ , AR JG 2 h I ICAM-1 & & AR SMIEFR 5L HLA ] | 3 30 ik BEL
WFBsF ] A FH A 56 FLIKSE J& AKT A5 P 2 5 ROC ik AT iR , RS 2 h I ICAM-1 & &5 AKTHA
T AE , HeAE#E R 472.4 ng/mL. 518 CPB LEF ARG AKTEE ARG 2 h I B0 55 ICAM-1 F+i,
S AKI A2 [H 25 B AKT ELAT TR0 A4 {1

[8EiE]  RIMEIR; SR B0 ; AHa BT 1-1; R & ; wim

The predictive value of serum ICAM -1 level on acute renal injury after

cardiopulmonary bypass

LI Cuiling', ZHANG Hong’, HAN Xiaohu®

(1. Department of Critical Care Medicine, Shenzhen Hospital of Southern Medical University, Shenzhen,
Guangdong, China, 518100. 2. Department of Cardiac Surgery, Hainan Hospital, Hainan Medical College,
Hainan Provincial People’s Hospital , Haikou, Hainan, China, 570311)

[ABSTRACT] Objective To study the predictive value of serum intercellular adhesion molecule- 1
(ICAM-1) level on acute renal injury (AKI) after cardiopulmonary bypass (CPB). Method The 114 cases
of patients who received CPB heart surgery in our hospital from January 2018 to June 2019 were divided into
AKI group and non AKI group according to whether AKI occurred within 48 hours after operation. The serum
ICAM-1 and serum creatinine (SCR) content before surgery and 2, 4, 8, 12, 24, 36 and 48 hours after sur-
gery were compared between the two groups. The influencing factors of AKI were analyzed by logistic regres-
sion model, and the predicted value of ICAM-1 to AKI was analyzed by ROC curve Value. Result In AKI
group, the serum ICAM-1 contents significantly increased from 2 h after surgery, and the SCr contents signifi-
cantly increased from 24 h after surgery (P<0.05), but there was no significant change in the serum ICAM and
SCR level in non AKI group after surgery (P>0.05) ; compared with the non AKI group, the time of cardiopul-
monary bypass and aortic occlusion in AKI group significantly prolonged, the volume of intraoperative bleed-

ing significantly increased, and the proportion of using dexmedetomidine significantly reduced (P<0.05) ; lo-

o Ly BEARFRINER T EFA, 7 &, R 518100
2. AR E R i B R i B B RSN, e, B 2 570311
*WBAZHEA : $ R, E-mail : neichuipayongd@163.com
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gistic regression analysis showed that serum ICAM-1 content at 2 h after surgery, cardiopulmonary bypass

time, aortic occlusion time and dexmedetomidine were the influencing factors of AKI; ROC curve analysis

showed that serum ICAM-1 content at 2 hours after surgery had predictive value for AKI, and the best cut-off

point was 472.4 ng/mL. Conclusion the increase of serum ICAM-1 in patients with AKI after CPB heart sur-

gery starts from 2 hours after surgery. The increase of serum ICAM-1 at 2 hours after surgery is the influencing

factor of AKI and has predictive value for AKI.

[KEY WORDS] Cardiopulmonary bypass; Acute renal injury; Intercellular adhesion molecule-1; In-

fluencing factors; Prediction

1A 4N g (Cardiopulmonary bypass , CPB) /& 5¢
RGO E ELA T TR 2025 10 5l B B2 R , CPB 23 18 i
A A B I G, A T 38 A TR AR AE OV L AR
N A i 7R 5 R ARG 21 #5147 (acute kidney
injury , AKI) , A~ Je B b 345 % Jie Ry 2 vk B S 0 O
HOmEE AT R H L, B2 W AKT s
3 % B AT BE Kk A= AKI B4 e 16 A6 5 HAT B 52 A i
R S, 4 [a] 25 6 437 -1 (intercellular adhesion
molecule-1, ICAM-1) J& 7E 98 i [ W 2% 3K T3R B0%
aof R v R B E S RE 40 A 2 B AR T 89 2 7, CPB
AJE AKTHSC R B 92 5 3 W, CPB £ AKI K fi
i ZH 2P ICAM-1 19 335 3% B, A 2040
JAE B H ] ICAM-1 [ R IR RE B I AKT " ; Jifk
BEAE AKIAH G 1 lim R AF 58 2 B, 1L 7 ICAM-1 Tt
i X R B E R A AR AKT B B AR (RS,
ICAM-1 %t CPB FARJ& AKI ) 75U A 1% A D 4%
H o R, A B SR HE EAR 53 BT I ICAM- 1 %
CPB .0 AR5 AKT B BN ANE, B 76 M 1lf6 IR 1
T i 25 7] e & A5 R JS AKI ) CPB O JIEF AR &R
H R AL

1 M&REFE

1.1 W4

PEFE 2018 4F 1 H 2019 4F 6 H WA FEA B d52
CPB .0 F AR B 114 61, I8 AR J5 48 h 2
B R AKL 432 AKT 41 (48 f41]) FiT4E AKI 41 (66
) , A briE . OFF & CPB ODIEF-ARIEAE ; Qllfs R
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FMEZY ;@ IR CPB D IEFAR . SL4y A 114 £
B RIEAJT 48 h S & 4E AKL 204 AKT 4
AR AKT 4, AKI 2413t 48 ], 4 AKT 20 3L 66 191 .
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1.2 Rk
1.2.1  RJ5 AKI B2 WibriE

AR5 48 h LS Dy et 3, 42 4% SCr & &
B R T T R =26.5 wmol/L 5% Ser A B TF 5 =
50% , FI/8% R <0.5 mL/kg - h 4% 6 /N LA L
1.2.2 L% ICAM-1 552 A A6

BUARET MA )G 2.4.8.12.24 36,48 h B 9 1L
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HRAE CPB /0> I TR £ 38 0 s BRI SE LA
TR N A AR BT AR A (BMI) s I S A
PRI 5 | e A IAE s K AT Il 21 26 11 (Hb) | it UL
(SCr) e ZE 5H Il 50 0 (LVEF) AR Fp A S 315
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*£1 AKIZEEHE AKI Al FRIFIERI LL 8
(n(%), (x+s)]

Table 1 Comparison of clinical characteristics between AKI

group and non AKI group [n(%), (x+s) ]

AKI 4

4k AKI 4]

®2 AKIH5IE AKIABEFARH ICAM-1,SCr K LL ¢
Table 2 Comparison of perioperative ICAM-1 and SCr
between AKI group and non-AKI group

It R4 g/ P
It AR AR (n=48) (n=66) 7itH PH
B 26(54.17) 39(59.09)  0.275 0.600
() 50.11£10.39  48.68+9.45 0.765 0.446
BMI(kg/m®)  24.11+8.18  23.31x7.62 0.537 0.593
I 11(22.92) 14(21.21)  0.061 0.804
B PR 6(12.50) 12(18.18)  0.675 0.411
1 1R 1L 5 8(16.67) 13(19.70)  0.170 0.680
Hb(g/L) 129.49+32.82 140.11+36.58 1.597 0.113
SCr(pmol/L)  78.49£13.28 73.57+13.85 1.825 0.071
LVEF(%) 59.59+9.92  62.61+10.24 1.575 0.118
WWW%L 127.68+24.91 95.51+14.58 8.657 0.000
Fsf [1] (min )
Iéjﬂm@iﬁ 108.12+19.47 87.71+12.34  6.840 0.000
A ] (min )
At Bk 158.78+22.58 115.62+27.19 8.972 0.000
(mL)
@iﬁﬁf%%ﬁ 9(18.75) 32(48.48) 10.669 0.001

2.2 M4 FET- AR ICAM-1.SCr 1Y 8%

AKTHBE F ARG 2 h FFLE B IS ICAM-1 75
R T B ARRT(P<0.05), FARJG 2~12 h Y
SCr & 5 FARAT L 2 7 LGt 2 7 (P>
0.05) . FARJ5 24 h FFIRHY SCr F = B & TF
ARHT(P<0.05) ;3E AKI 41 F AR HijJ5 ICAM-1.,SCr 7%
IR ZE R TSI E 2 57 (P>0.05) . W& 2,
2.3 CPB ARJ5 AKI s K 2 119 logistics 7115 734

LI CPB A J& & 75 & 4 AKL N A8, DL TR
Ji ICAM-1 5 &} 2.1 hA Geit 2422 5 R R RSk
706 At LB [) | = 2 ik BEL DT B ) A v o o
FHA EHEIKE Sy F AR 5, JEAT logistics [71)5 43 Hr 7]
M FARJG 2 h 3G ICAM-1 & & ARIMEFREE L
(8], 3= 29 [k BEL BT B 1] il FH A SEFEK 2 J& CPB RS
K AKLSZIR A &R (P<0.05) . W3R 3,
2.4 ICAM-1 il CPB A J&5 AKI 521 [H 2 ) ROC
k5 #r

#1H ICAM-1 Tl CPB AR 5 AKI 5% i [H 2 1

ROC M1k, th £ 24 0.84.(95%C1:0.77-0.91 .
P<0.05) 5 H 49 246 F5 Fi i AR ICAM-1 13 i
CPB R J& AKI [ 5 A 850 472.4 ng/mL , 1% 5 A+
HUS T CPB A5 AKI A4 R A5 FI4: S 43 31 0
77.61%M179.59% . WK 1,

VR i Gois)  mee) P

ICAM-1 (ng/mL)
NI 421.94+69.94 413.67+97.45 0.422 0.674
KRG 2h 542.49+113.99 430.12+89.39 5.839 0.000
AJF4h 603.14+104.25 426.68+101.24 9.174 0.000
AJG8h 713.58+131.52 441.23+123.12 11.244.0.000
ARJF12h 093.41+152.34 436.58+109.47 22.8780.000
AJF24n 925.65+142.37 427.68+110.34 21.0350.000
AJ5 36 h 901.34+150.25 422.31+103.51 20.1850.000
ARJ5 48 h 856.74+127.34 419.39+93.58 17.9580.000

SCr( pmol/L)
AHG 78.49+16.28 72.57+17.85 1.803 0.074
KJG2h 80.12+14.12  76.12+12.31 1.610 0.110
AJF4h 81.28+17.61  73.43+10.29 2470 0.015
RJF 8h 82.12+14.41  70.12+13.42 4.575 0.000
ARJF12h 84.12+20.12  76.24+11.23 2.675 0.008
AJF24n 153.51+26.52  79.12+14.41 19.2410.000
ARJ5F 36 h 137.68+22.12  77.34+12.35 17.1280.000
AJ5 48 h 130.28+21.29 80.19+13.17 15.5720.000

%3 CPB ARG AKI M E & 19 logistics El)A 547
Table 3 Logistic regression analysis of influencing factors
of AKI after CPB

V;afg/ Pl
ARJG2hICAM' 047 1.271 1.093-2.091 6.812 0.009
AJ5 4 h ICAM' 0.50 1.182 0.913-1.883 1.129 0.126
ARJG8hICAM' 035 1.301 0.834-2.252 0.902 0.165
ARJG12hICAM' 041 1.085 0.786-1.758 0.742 0.225
ARJG 24 h ICAM' 028 1.091 0.813-2.147 0.883 0.184
ARJG36 h ICAM'  0.19 1.037 0.844-2.224 0.823 0.192
ARJG 48 hICAM' 030 1.114 0.795-1.993 0.745 0.204
EAMER LB 051 1.392 1.132-2.218 7.686 0.002
FEZIKBEETIE 0.39 1.148 1.035-2.113 4.855 0.018
A I 0.49 1.032 0.726-2.241 0.624 0.291
A EEKE —0.39 0.838 0.569-0.932 5.221 0.014
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Analysis of screening results and epidemiological characteristics of neonatal

congenital hypothyroidism
XU Jing*, WANG Huizhen, JIAN Yajuan

(Newborn disease screening center, ginghai maternal and child health hospital, Xining, Qinghai, China,
810000)

[ABSTRACT] Objective To explore the epidemiological characteristics of neonatal congenital
hypothyroids (CH) in this area and analyze the risk factors. Methods The neonates in this area were selected
from January 2016 to December 2019 as the survey object, and the prevalence and epidemiological
characteristics of CH in neonates were counted, and randomly selected 102 healthy newborns as the control
group. The individual characteristics of CH children and control groups found in the investigation were
analyzed using multiple logistic regression models to analyze the risk factors of neonatal CH. Results A total
of 264, 000 newborns were screened for neonatal diseases from 2016 to 2019 in this region, and a total of 102
newborns were detected with a CH prevalence rate of 0.04% ., Among them, males accounted for 41.18% and
females accounted for 58.82% , the detection rate of children diagnosed with CH in different seasons was
different, the detection rate gradually increased in August, with the highest detection rate in November to

December, and a small peak in February. The proportion of living in rural areas was 59.80% , the education of

KRB Fis (R R) L ah#F 5% 3R B (2014-Z]-213)
Ve 245 . ik g AR R AT A LR R I & P8, FiH, B T 810000
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fathers and mothers of children with CH was mainly junior high school and below, accounting for 45.10% and
43.14% , respectively. The age distribution of fathers and mothers of children with CH were mainly 25 to 35
years old, accounting for 60.78% and 50.98% , respectively. The risk factors for neonatal CH included female
gender, birth weight <2500 g, gestational age <37 weeks, mother age >30 years, rural residence, family
history of thyroid disease, mother’s illness during pregnancy, mother’ s consumption of seafood during
pregnancy, and mother’s emotional changes during pregnancy (P<0.05). Conclusion Screening for neonatal
diseases is an effective method for detecting CH. The prevalence of CH in newborns is not low in this region,
and the prevalence of CH is slightly higher in women than in men. There are many factors affecting the
incidence of CH in newborns. clinical screening of neonatal diseases should be carried out comprehensively ,

and CH-related health education for newborns before pregnancy should be strengthened to further reduce the

prevalence of CH in newborns.

[KEY WORDS] Congenital hypothyroidism; Screening of neonatal diseases; Thyrotropin; Free

thyroid hormone ; Risk factors
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Table 1 CH neonatal screening 2016~2019
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Figure 1  Distribution of children with neonatal CH in
2016~2019 in December
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Table 4 Multivariate Logistic regression analysis of factors affecting the incidence of CH in neonates
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Correlation between PLGF.IL-6 and the degree of hypertension in pregnancy

of maternal and infant outcomes

CHENG Hui'*, ZHOU Shuguang®

(1. Department of obstetrics and gynecology, the fourth affiliated hospital of anhui medical university, Hefei,
Anhui, China, 230012; 2. Department of gynecology, anhui maternal and child health hospital, Hefei, Anhui,
China, 230061)

[ABSTRACT] Objective To investigate the correlation between placental growth factor (PLGF) ,
interleukin 6 (IL-6) and the degree of hypertension during pregnancy and the outcomes of mothers and infants.
Methods 110 patients with hypertension during pregnancy who were admitted to our hospital from January
2017 to February 2020 were selected as the study group, including 50 cases of hypertension during pregnancy,
30 cases of mild preeclampsia, 30 cases of severe preeclampsia, 85 normal pregnant women were selected as
the control group during the same period. The levels of PLGF and IL-6 between the two groups, and in patients
with different degrees of illness in the study group were measured and compared. The maternal and infant
outcomes of the two groups were followed up and compared, the mother and infant outcomes of patients with
different PLGF and IL-6 levels in the study group were analyzed. Spearman was used to analyze the correlation

of PLGF and IL-6 levels with the degree of illness and maternal and infant outcomes. Results PLGF levels in
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the study group were lower than those in the control group, and IL-6 levels were higher than those in the control
group (P<0.05) ; comparison of IL - 6 levels in the study group with different degrees of illness, severe
preeclampsia >mild preeclampsia >hypertension in pregnancy, compared with PLGF levels, severe
preeclampsia <mild preeclampsia <hypertension in pregnancy (P<0.05). The incidence of adverse maternal and
child outcomes in the study group (23.64% ) was higher than that in the control group (3.53% , P<0.05) ; the
incidence of adverse maternal and infant outcomes in patients with high IL-6 expression in the study group was
higher in patients with lower expressions, and the incidence of adverse maternal and infant outcomes in patients
with low expression of PLGF was higher, but the difference was not statistically significant (P>0.05). There was
a positive correlation between IL-6 levels and the degree of illness and maternal and infant outcomes in patients
with hypertension during pregnancy, and a negative correlation between the level of PLGF and the degree of
illness and maternal and infant outcomes (P<0.05). Conclusion The levels of IL - 6 in patients with
hypertension during pregnancy are abnormally elevated, and the expression of PLGF is reduced, which is closely

related to the degree of disease and maternal and child outcomes. IL-6 and PLGF are involved in the occurrence

and progression of hypertension during pregnancy and increases the risk of adverse pregnancy outcomes.

[KEY WORDS] Hypertension during pregnancy; Placental growth factor; Interleukin 6; Degree of

illness ; Mother-infant outcome ; Preeclampsia
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Correlation between serum HCY and heart rate variability and arrhythmia in

patients with type 2 diabetes and coronary heart disease
LIU Songnian*, WU Xing, JING Linghua
(Department of Clinical Medicine, Henan University of Science and Technology, Henan University of Sci-

ence and Technology , Luoyang, Henan, China, 471000)

[ABSTRACT] Objective To investigate the correlation between serum homocysteine (HCY) and
heart rate variability and arrhythmia in patients with type 2 diabetes mellitus (T2DM) and coronary heart dis-
ease (CHD). Methods From September 2016 to September 2019, 120 patients with T2DM and CHD and 60
healthy controls were selected. The serum level of HCY was measured using circulating enzyme method. Based
on the level of HCY in patients, those 129 patients were divided into two groups: (I highly expressed group
(The level of HCY > the median: 60 cases). @ lowly expressed group (the level of HCY < the median: 60
cases). The changes of heart rate variability (HRV ), time domain parameters and the incidence of arrhythmia
were compared among the three groups. Results The serum level of HCY in patients with T2DM and CHD
was higher than that in the healthy control group and the group of T2DM without CHD. The incidence of ar-
rhythmia in patients with T2DM with CDHD was higher in the highly expressed HCY group than that in the
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lowly expressed HCY group. The heart rate variability and HRV time domain parameters of SDNN, SDANN,
rMSSD, and PNN50 in the HCY highly expressed group were lower than those in the HCY lowly expressed
group (P<0.05). The incidence of arrhythmia was higher in the serum HCY highly expressed group than that
in the lowly expressed group. The heart rate variability and HRV time domain parameters of SDNN, SDANN,
rMSSD, PNN50 were lower than in the lowly expressed group (P<0.05). Fifteen days after admission, the
HRYV time domain parameters of SDNN, SDANN, rMSSD, and PNN50 in patients with type 2 diabetes and
coronary heart disease increased significantly, and the serum level of HCY decreased significantly (P<0.05).
Conclusions The HRV in patients with T2DM and CHD decreased, and the time domain index is the most
significant reduction in SDANN. The serum level of HCY is closely related to HRV and arrhythmia in patients
with T2DM and CHD. Hence, the serum level of HCY has a certain predictive value for the risk of arrhythmia

in such patients.

[KEY WORDS] Serum homocysteine; Type 2 diabetes; Coronary heart disease; Arrhythmia; Heart

rate variability
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Table 1 English shorth and for HRV time domain index
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Figure 1 Comparison of serum HCY detection results in 3
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Table 3 Comparison of HRV time domain parameters in each group ( x +s,ms)

205 n SDNN SDANN rMSSD PNN50
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P1H <0.001 <0.001 <0.01 <0.01
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Table 4 Comparison of HRV change and incidence of

arrhythmia in each group
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Figure 2 correlation analysis of SDNN and HCY expression
in serum in patients with type 2 diabetes mellitus and

coronary heart disease
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Diagnostic value of serum albumin-to-globulin ratio, complement C3 and C4

levels in cerebrovascular disease in patients with systemic lupus erythematosus
LUO Huan*, RUAN Hailing, CHEN Miaomiao, REN Zhanfen

( Department of rheumatology , the first affiliated hospital of hebei north university , Zhangjiakou, Hebei
China, 075000)

[ABSTRACT] Objective To explore the detection value of albumin-to-globulin ratio (AGR), C3
and C4 in cerebrovascular disease in patients with systemic lupus erythematosus (SLE). Methods 136 cere-
brovascular disease patients with SLE from January 2018 to October 2019 were selected as the study group,
and 136 patients with SLE only were used as the control group. The serum AGR, complement C3, C4 levels
of the two groups were measured and compared. The diagnostic value was evaluated. The relationship between
the serum level of AGR or C3/C4 and the efficacy of cerebrovascular disease in patients with SLE was ana-
lyzed. Followed up for 28 days, Kaplan-Meyer curve was used to analyze the survival of cerebrovascular dis-
ease patients with SLE. Results The levels of serum AGR, complement C3 and C4 in the study group were
lower than those in the control group (P<0.05). The area under the curve (AUC) of the combined diagnosis of
serum AGR, complement C3, C4 and SLE combined with cerebrovascular disease was 0.862, which was
greater than the AUC of AGR, complement C3 and C4 alone. The cutoff value of the combined diagnosis was
74.26% 1in sensitivity and 86.76% in specificity. The efficacy of SLE patients with cerebrovascular disease was
significantly correlated with the serum levels of AGR, complement C3 and C4 (P<0.05). The survival rate of
patients with high levels of serum AGR, complement C3 and C4 in the study group was higher than those of
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patients with low lovels (P<0.05). Conclusion Down-regulation of serum levels of AGR, complement C3

and C4 can increase the risk of cerebrovascular disease in SLE patients and reducing the survival rate. There-

fore, it can assist clinical diagnosis of cerebrovascular disease in patients with SLE patients SLE.

[KEY WORDS] Systemic lupus erythematosus; Cerebrovascular disease; Complement C3; Comple-

ment C4; Diagnosis
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Progress of research into the role of transient Receptor Potential Vanilloid 1

inhibitors in neuropathic pain
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Southern Medical University, Guangzhou, Guangdong, China, 510515)

[ABSTRACT] Neuropathic pain (NPP) is a common symptom in the world. The mechanism of

neuropathic pain is still unclear, and there is no drug that can effectively treat NPP. In recent years, researchers

have discovered that transient receptor potential (TRP) channels are involved in a variety of intracellular

responses. Transient receptor potential vanilloid receptor 1 (TRPV1) is closely related to NPP. It may be one of

the important targets for the treatment of NPP. This article summarizes the overview of neuropathic pain and the

composition and function of the TRP channel family and focuses on the progress of research into the role of

TRPV1 inhibitors as targeted drugs in neuropathic pain, providing a new strategy for the drug therapy of NPP.
[KEY WORDS] Neuropathic pain; Transient Receptor Potential Vanilloid 1; Inhibitor
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