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Application progress of Angio-OCT in comprehensive diagnosis and treatment

of ocular fundus diseases

ZHONG Liting, XIANG Wu, ZHONG Yanfeng, YI Ke, ZHANG Shaochong*
(Zhongshan Ophthalmic Center, Sun Yat-sen University, Guangzhou, Guangdong, China, 510060)

[ABSTRACT]
used to detect blood flow in the fundus. Compared with traditional OCT, Angio-OCT has the advantages of high

Optical coherence tomography angiography (Angio-OCT) is a new imaging technology

resolution, safety, speed, and non-invasiveness. Non-invasive quantitative measurement of ocular anatomical
structures was achieved such as retina, choroidal blood vessels and blood perfusion. This article reviews the
basic principles of Angio-OCT quantitative measurement of blood flow transplantation and its application in
fundus diseases such as choroidal neovascularization, central serous chorioretinopathy, diabetic retinopathy,
retinal arteriovenous and polypoid choroidal vascular diseases. The shortcomings are summarized to deepen the
ophthalmology clinicians’ comprehensive knowledge of Angio-OCT, as a new inspection method.

[KEY WORDS]

Central serous chorioretinopathy; Diabetic retinopathy; Retinaartery and vein occlusion; Polypoid choroidal

Optical coherence tomography angiography; Polypoidal choroidal vasculopathy;

vascular disease
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IKE RESHAE IS (CNV ) SR Mk A PR AR 1
JiE (wet age-related macular degeneration, wAMD) []
FERELRFAE" . 7E OCT N FH T I R A A5 22 /i,
FFA FIICGA — AR J& CNV 2T AR G hn i s
{FEAF KB Angio-OCT 1) 12 1, I PR 5 A=
{300 3o G PRI TP 1048 I 1) S it B 25 i
B IPEA R im v] LA e 20055, Fr L, ff
ML A8 D' 27 AH T W7 2 FOR A CNV I 45 5 HOA
7 R U, AT DL s D R A= il A8 0 T AR
De CARLO %5 N\ " IR 45 5 37 Angio-OCT 1] LA
YEMAGIN CNV (18 S TCRIM I e BTG
J7 I EET-BE; Angio-OCT AH L FAE e I 5 1M
B 1E CNV A F 45 PE sy , HRTTE Im K
CIFE T 2l R FIE S HAT 85k S 4k
2.2 ORI IR Ik 2 BRI e AR

rh e P VR T K 26 T A 1) A2 (Central
serous chorioretinopathy , CSC) & — & UL 1% #1L [%]
JEES AE , IOk 285 JEH A= 14 28k AR AE R O PR
P DK 28 JIEAIL I JE o 72, o 5 | kS S ) T R
BRI Z — " AL GE i IR R 92O 1ML 48 3 52 %)
Uk 28 3 A 1 A8 12 W A A 32 380 o PR SRR T Tk %
A o i 72 A B iy 51 Y 2O R B e 0 T4
TR IZ W EAFTEIR 12 1 T BT R .
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58 (R IR IS G M 48 1 52 S OCT Ay W CSC
A SIPE RS e s AR L T 020 AR IR , T4 R
AR ARG AR ya T AR U7 0 24K . (AL E kA
B Z RR1E , Angio-OCT 9 #h T X S8R 2
U T CSC 2R, Kmfthas T 1 i R EE A
X CSC A W MALIRIT™ . Angio-OCT X
T CSC B H M # T2 ARIAE LT JLA T i
(D Angio-OCT 1 2y Jo 81 P4 IR I i 45 46 I 5 Bt , >4
CSC B 6 I Wk s A i A8 B i, T DA B34
AR ) B 23 R0 A i A PR, 4 A TS
791 B R A 0 45 5 TS e 8 R P 201G I 45 1
SN TCHAEHIZ W H G IR 08 . @Angio-OCT
AT DRG0t 2 A6 Kk 28 BEORT A 05 & A TR 2 , X ks
FEEHIT A4 A5 ) T 28591 T A 300 v Y AT B2 1 Bl 52, AR
THAE G 1) IR 2 5 1 A5 3 52 T L B G 00 ik £8% s
Az iM% . 3 Angio-OCT FE I RS I o] DL 25 M
N Jok 265 REEHT A= 10487 1% i 5 W2 v CSC R G Tk
28 WS A LA IS S HEAT I T . @XT OB R N
A EEEA 4 B AR RUERY T, Angio-OCT W AE K
AR A PRI T B Y AR Z T E N AR T
JE I I PRIFFEHIIESE T Angio-OCT Xf T2 4% CSC
S TT IS BB A 148 () DR 42 2 B A bk
EATY S B Z2 A0 PRATEFE T LU i 2 e il - B
T2 H B4 ) 20 5 i A0k 5 8 M CSC B &
TR BB A A4S P2 7Rl e bt s 7 =K
2.3 PRI AL R JIEE g 7

T R 99 A0 ) B 2% (diabetic etinopathy , DR ) &
P AR DR 9 75 | A 118 R ) Bl i 787 2R 98 ) MR D i
SRR UL B RN AR AR 2 — " IR R AR R
AEFE A I FEE T A 0, K JC A0 I BT 26 i 7 ) 9 R
o P A I B R A AR 1 A PR A DR s AR D) B g
(Nonproliferative diabetic retinopathy , NPDR) {47
L DR BT A I8 ) PR A 43 B M D s P R ) B
(proliferative diabetic retinopathy , PDR) ', f# Ifi.
A A S LI 1) S PR I A A A R Rl 2
T DR o AR PR B 3 728 5 B0 A L T R Y R i
fH*"". DE CARLO FIHABAH AT 5N B3 AEWFSE
HIESE , Angio-OCT 7] DL F W &8 8 Bt w0 1
DX R R A0 IO B DXl Py O 5 3 A s 2 | A
N7 %88 WA AT RO P i 1 0L P 69 A2 R85 R 0
A A T B b AR 2 R A% S IR BR 56 O 2 i
1 R TCTE WERR O Z B 1 LU R o 7R3 5 1 i
PRI A I JEE 728 A8 3 v, I A8 ' 2 A T T I

AT W 3] TG BE X g 7 5k R R R
S| 5 R L 30 A0 O 5 R S At B BRE IR, H R EL K
SRl AR A2 W S P A DR o R D) B 72 7 8 B e I
) E B R A T B
2.4 PR S fok sk e Ik BH 2E

L 08 I 11 A7 B A — A A s DAL %) A0 IR B 1
EEAE T E I L s B 2R TR R, AR
W], Angio-OCT R LAAR G- 1o FH 490 Do) & 1fr A7 B
FERA , 78 XA TOHETE X 5k | 2H ke 1 72 7 e 1 45 5
B (NS KR A 5K E 45 ) S8R IR B H AT B
AIPER™ . Angio-OCT AH#E THEGE IR DO M
TERZ KA , v LAFE A D 5 2 (B 40 04 H Jf X3
A5 AR BT A 235 4 A ) 75 30 O T 1% A 4 S I
ERYANTY . Angio-OCT R LIAE A 40 W 43 S bk BH
3E (branch retinal vein occlusion, BRVO) [l K12 Wt
FUE SL b1 %) B 2RI B s SAMARA %5 A1)
5T IRIE K, Angio-OCT FJ FH T %€ =1l i BRVO
EION (IKERE AT g2 RN INEOE | 31| = P T A
TR, 1R 2 BN IR ZE B A0S 10 1045 2% 8 8 351K
T N Y I R 5 AP T Angio-OCT X B 3T
HC TU1 ] [T %) 6 48 ot A8 A T 1 0 i, e RS AV
R A8 At 5 40 A R R AR R 2 AR DG o TR
J2 B 40 A 1) % B 55 IR A P I 45 R A O
K, T B RT BES TR 2 B 40 IS 4% R DA G
A SCHRHREFK , Angio-OCT 6 HH 90 153 <7 50 bk BHL
%E (branch retinal artery occlusion, BRAO) FIf {7~ A%
A RFAE 5 A% ek A 45 AR5 , Angio-OCT A 8L T
B I B HE N R YR IN, A% GE YIRS 2O i A i
SR W) TGV B s 6 I I 45 5 . Angio-OCT fE
TR AT b S 7 A0 X T A i AT 2SO e I R I A A
SRAER , A Ay AR I 3 S R B B A e i IR ¢
1M A8 1 5 2 2 W R R B A a2
2.5  ELAREIKES B IS

F Yannuzzi 7 1990 455 — Uk i 18 B A FE k45
I 45 95 78 LA K, 5 F PCV 4R T8 32 4 38 0
PCV REHHRE KIRTE 50 % UL L, RIRHLE 52
g B H R MR SE A . R R 205 ok
PCV [H25F wAMD |, #& i ift JLAF: [a] ICGA il OCT
G E T BRI kR, Hil K25 # 1A PCV
5 wAMD A 5 2 DO s (HR Z Rl R - B = 4
B AT 04 g 0k ok % R P ) i A 3 R O 5 e
25, T L Angio-OCT 4y H 8Lk PCV Y 1A &
Az 2 VLB AL T TS S
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ICGA & 7 W12 i FIPFAh PCV 1 2246 & F
Bt BRI IR TAE A Angio-OCT K2 i 1] & i
RPE #HE 5 J)OE X, Angio-OCT 47 B T WEE A 73
PCV LA™, EZALHE . RPE 2 B R FEHE
T B 5 1L I S R A €2 2R B I 5 Ik 46 M 5
BT SCMLAE MR IR “RUZME” . Angio-OCT & H
TR I A S A0 O RS T 98 R AR BT DN PCV 1Y
TATT R, XA AR JEE I A (pachyvessels ) HAA — &
i BhVE T 5 Angio-OCT A Jok 26 15 1 457 48 5T T
VAL PCV B Ik 28 B IO B B2 . BT LA H HT Angio
-OCT A] LI Ry — 1 Ef o 1 0t ok 24 S22 B 5 1
JEE AL 1 3 A IOk &% B 45 g A 0 1Y) o 2 Al B
FB

3 Angio-OCT IR ZEE AR DL

AN 4 T TR B IR B8 5297 s
7E Angio-OCT 7E MR JIEAH SR N E5 G2y ik i h
SEE T H OO R I R 2 55 BB BEAS o £
) Angio-OCT & 7% o 1 [E] V3 £ £% SPECTRALIS iy
JEL 1) 1 £ 72 98 SOBHARASL RS 2 ] A2 77 1) Optovue 15
ARG, 1l [E A SPECTRALIS A i Y Angio-
OCT ¥ % A 4t FE 45 = A, B Ohx
FHiBE L ART=7(4-7 /T ) | e 5 43 PE R AT 3K
6 wm; QP i A 1 2 . ART=2, 5 20 PR Al 3k
11 pm; G /& W W2 8K L4 ART=100, £ £k
ART=25, (W75 2 B0 AT ARAG = 3 10 AR IS 45 4 i I A8
FHG G 5 X6 115 i g R D) g 2 % Jik 246 e 3 A
I SR Y7 BE VT B B T ae k. Aot e
AT H WF 5 IERA T Angio-OCT 7 HE JFE 5 9 A0 27
Gy HE A O PR IR E BB AT
5% MR 378 Angio-OCT 1£ BRVO H 3 7516 J7 T
Jei o X R 2 5 DA HIR I A0 kot 5 738 TR A I R
B0 UERA LT DIAE S BRVO HE Bl D 1A o A
rh i HLUaR I JC R A4S AR T B o

4 Angio-OCT ZFE AR KRB K12 T iE 2
HiRFARE

Angio-OCT #1473 B A = 4E 1R o Bl
A B A A PR B 25 22 A3, {E R BRAE A S2 i
W, — B AR LUR LA 7 OF g BN, HAE
71l B IRE DXl S AL S DX, R R o 8 G
VAl o QFFTESUR DA RE , 5 R R A X T L4 TR R
AR T2 o (3Dt G 0 3 A R o, Az A

b A AT BB 25 28 ER 43 AR A1 i PR K 18 I A
Z o @H T Angio-OCT ¥ A B IRV , TR
FEAE R D RE M I 22

i FIRNALEE KA, Angio-OCT & —FHr iy
IRBHR A 7 i, oA HRm . =g a4
Y B P 25 Z2 A0 3, O HRBE B2 A 4 it ok
Bt b 12 WA i A oAy 8 3T R T S O A AL
B A T 5. A Bl ZE R 2 4 E A
A, BIF & B SRR N S T v o 1 A 15 19 An-
gio-OCT #4¢; JF HiG G 1E 2 N2 I B B YT &
GEAEATHET 3 R o RAF T — 1A Angio-OCT
RGN TR R 0 PR R FH A 5 AT DA AR
Z IR G R A

S Tk
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i Lt TR R AR R (T21 . T18 . T13) A A T £ (3%
a2 i) M VHIT

KA T OR% M MG RAT wEa

(8 =] Br NWAHETAEFRZASME(SNP) K LI LY kIR i ik (21 =4k 18 =
113 =) B E S5 8 W I LG ORI E R A5 1R (T21 . T18 . T13) K il £ (FREH 2438 1) Ik B
FiE MWEZES% G PRI B DNA . R FATRE A28 i g G0k B Ar v BOR I 4 DNA BF,
X DNA A HEA VR A1, SR Ja SR FR il 7 W i A7 48 S 9 G 1e 000 Sl ARl AR (Sl 3 st L 48 21
Y518 5 13 5 G A AR 1 9 SR S TH = Z (B B A X AL, AT P4 T21 ., T18 AT T13 1 XU .
ZR TN EXTE K S 5 104 GIREAGE TR, o 10916 )L 25 DNA LG 1 [ 5 B M2

vl 25 SR A5 SR R I e G R R 5 Y (A T O A e G R S 1 B R DI S5 L A R AN 21 18 Al
13 =445 5% JLUiF 25 DNA LG A8l B 225 5 7E 9 Uil i i A 1 23235 0 100% , 3.5% it JLT 25 DNA L
oG I B 2 2% T A O U P A9 A HH 3ol 75%~92% ; UK T B 2% i 18 S (AR EZ 1 &%
P18 =K, A S WA R R SR 21 18 f 13 =K, A MMM A EE S Z MR, &it |
K57 i BT ARGE 138 FH R, i LS R AR A% A (T21 . T18 . T13) Kl i ) 6 (RS 223812 ) I Pk B AF
HIHER,

[esgim] QAR TR EeaM; IGILIFE DNA; —f5k

Evaluation of fetal chromosome aneuploidy (T21, T18, T13) detection kit

(probe hybridization )
ZHANG Wenxin, YU Ting, JIA Zheng, SUN Nan, SUN Jing, HUANG Jie*, QU Shoufang*
(National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To evaluate the performance of fetal chromosome aneuploidy (T21, T18
and T13) detection kit (probe hybridization) , the national reference materials for fetal trisomy 21, trisomy 18
and trisomy 13 of chromosomal aneuploidies detection by SNP method were used. Methods Plasma free DNA
was extracted from national reference materials and hybridized to the target DNA fragments to form circular
DNA complexes. The DNA circles were copied by rolling-circle-amplification (RCA), then labeled the rolling
circle replication product (RCP) with specific fluorescent tags. The density of each chromosome and
chromosome fragment raw ratio was acquired to assess the risks of T21, T18 and T13, which were tested and
counted by microscopic imaging devices. Results 104 samples of national reference material were tested with
three batches of kits, among which national positive reference material with 10% cell-free fetal DNA (cffDNA)
fraction were the corresponding trisomy. National negative reference material with normal or other chromosomal
abnormalities were not trisomy 21, 18 and 13. The detection rate of the limited reference with 5% cffDNA

fraction in 9 tests were 100% , and the detection rate of the limited reference with 3.5% cffDNA fraction in 9

KA A AR E KR A SR (2016YFC1000300)

Vi F B RS GSAE BT, L% 100050

*BAEAEE W F F, E-mail : qushoufang@126.com; 3% A%, E-mail : jhuang5522@126.com
R A An FAF LA F —AEH



NTEWiERITE 20204E 11 45124 45118 T Mol Diagn Ther, November 2020, Vol. 12 No. 11 - 1435 -

tests were from 75% to 92%. The microduplication reference of chromosome 18 were all trisomy 18, while the

results of other microdeletion and microduplication reference were not trisomy 21, 18 and 13. The repeatability

was in line with the requirement of national reference. Conclusion

The national reference materials have

good applicability, and the performance of fetal chromosome aneuploidy detection kit (probe hybridization )

meets its requirements.
[KEY WORDS]
Trisomy (T)

Jeta R g B 58 a8 8o A L A
BB, o 21 =4k 18 AR 13 = O IG IR R
DL e AgeR U, BT 21 =4k 18 =113 =
A R I 53 A I T 2 0 A L TE AR A
(non-invasive prenatal testing, NIPT )" 4 fifd #2 %4
o3 B AL 1 R 22 A5 M TR 3] (single nucleotide
polymorphism microarray , SNP-array ) 53 4= 9 2%
Tyt o T il 1 3T 5 1 NIPT $ R H
R 2 I TG LG AR R A5 1A ™ Hi i 2

BEE 73 A= 27 HORTE e RAS I 58 Y 2
FET A6 G LY AR A A T AR
LKA B . i JL Y @ 3R B A% R (T21, T18,
T13) KA G (PREF 2 58 ik ) il i R S AR T
3R 2145 185 13 Z he Y Yo fk i H R F B,
ARG 0 BE S IF PA% R B R 5 A 4 2 LR
X} DNA A AT E IR R A 15 2K, XTI 1) 2 45
Ul DNA #47 J IR R 5 1 9 e hRic , 76 0 1%
e b X 2145 (13 571 18 5 4 (A 1) DNA
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WAZE AT AR G A D B
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3 Py IEH ANFEAS, 72 BE4U IR JLIE 25 DNA A A L
By 21 45 18 5 13 F Y AR AR B AR S e AR
O 3 Tl i 2 F A2 A AR R 20 43 LAt % (8 AR AL A%

Chromosomal aneuploidy; single nucleotide polymorphism; Cell - free fetal DNAj
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I . BRI AR AT RS B J5 AR HEAT AR, A
38 A S5 TF AR5 5 A X A A A — AN FL
DR 121 A A TR IR, B X A 2 im
A 15k B8 B, £045 chr21  chrl3 , chrl8 ., chrY 3t 4
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1.2.4 S50

it TG R 7= Hi 0 2 KURS: 2 M 5, B R AR
HRBAS 0 21 5 18 51 13 S YL AR 5%
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15 5 (density) 7158 = 3 2 [6] B9 AH X Lo f41] (raw_ra-
tio) , i i Levenberg-Marquardt #17 [F] 15 43 H1 75
3 = HE K IEJF B ] (Norm_ratio) , 115 Z 18, W44
FEACHY 21 5 18 51 13 5 YL (A =R i KUK

2 HFR

21 HEEMEESEZ R HES %K TIS MER
B fhak R

B =50 6, Attt B A I 3 AR ] 1Y
RS % dh . 169 WMk H , FRS % 15
10% i L1 25 DNA (cell-free fetal DNA , cffDNA )
e T21 BAYE S % 5 RN 32 5 BAE S 2 il il 45 51

100 200 300 400 500 o 100

R, T21 FHMEZ % W 3K T21 & XU (high
risk) , B S 2% 5l B4 H B T21 = XU i T21 K X
(grey zone) . E K Z 2% & 6 1] 10% i JLIiF &
DNA I T18 S 5 2 ] TIS il E B 5%
AR 32 Bl BAME 2 2% B 45 R R W, TI8 BHIE S %
i RS T18 7 XU, chrl 8 13 &2 2 % i 97-Rep-
Dup-5 #i1 100-Rep-Dup-8 £ Hi T18 & KUK , 2

i PR B T18 B Kk T18 KX . RS %
i 3 4] 10% 15 LI 2 DNA LAY T13 BHES %
i F 32 B B 2 2 B I 25 SRR B, T13 [ S %
PR T13 S AU, B S SR B T13 &
K EE T13 JKIX . WA 1,

i Ml Kb FE B FE A —10%FF
5 A -109%FF

TI3 KX

100 500 0 100 200 300 400

AN T21 AYES % 55 B oA T18 [HYES % ik K TI8 I 2% 5 C i T13 FAYES % i .
El1 10% cffDNA L BIE RS %2 RER

Figure 1

2.2 EZEKMRS % 52

X T A U BR 2 %5 i, 24 6] 5% i LG 25
DNA F i) 6 0 BR 2 2% 5 78 9 YR I v 347 1 i A6
th, T 24 1] 3.5% it LU 25 DNA LE i 6 R 2%
fn FE 9 U3 A I A A HR 23R40 75%~92% .
55— AR B X 24 1] 5% K60 BR 2% i A 24 1]
3.5% K M PR 2% i I 48 BIREAC Y 3 Y EE A I 45
R, =R F & T 24 61 5% K6 0 R 2%
1 24 ] 3.5% 6 I B 2 25 5 109 G 1 6 e 1T 45
2 33,

3 it

1997 4%, F ik rh SCOR 7 7 8 I i A B2 40
B A M7 B DNA FRAFAE iR LIS 2 T X —F
5% , o 7= i 5 A A ( Noninvasive prenatal genet-
ic testing , NIPT ) £ K Oy fifi JL 4% (5 1A AR B A7 (A AG )
DR T (4 7 180 [ P I 5 ey 30 0 B AR B R
21 =A% 18 =4k (13 =AY NIPT £ AR Z i iU
TEF=H A P2 B . FUAT, 21 =& 18 =4k
13 A NIPT £ AR 225K FH LA 4= 5 X AL TR 2

The results of national reference materials with 10% cffDNA fraction

J7 11 e 3 DU Y R W 1R 5K 24 W R BE At oE Y
NIPT 7 Sl 38R %O 2 %07 e e A
JE 3o R AN X R A ] 6, 14 1Y) DNA 7 471 i LA
DX 43, T2 38 2o J5 S A W0 AE B A 0 B R L i
78 38 5 53 B B A G R R B Y B
EER Rl R SO NE g E B D ORI R iy € 42 | i
R AL T T

Bt 5312 W B R FE I R N i ke
LT NIPT £ AR F- £ o Vanadis NIPT
RYRVA] TG LG R R A AR 21 =4 (18 =
PR 13 =R BRI , & 6145 Easy Extrac .Easy Core
Fl Easy View %5 = & B 25 R & 19 & HIEG o Bt
BAF LA KR LY AR A B A R (T21 . T18 . T13) K
W) & CIREF e 2838 ) o %GR &8 X 21 %5 118
T3 TR Y G A& 3 000 S ERER, oA
Gy AT EE T I REAS B AT [ 05 h 2 BT DA BRI
MR FAPEREA 8 B A 225K o 3 3 D5 i xf
g U v BH PR AE A T o 1 LG 9 A —
SE, — AN S 15% . 5 I E A AR T
PREF 2238 AR 2 e R A% R i Btk A7 407
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Table 1 The result of national limited reference material
G2 5k FRGR Gk Zf s
- - Tl FH2 @3 -

1 25-T21-1-5% T21 Chr21 4.27 3.42 3.30 T21 high risk
2 26-T21-2-5% T21 Chr21 6.39 7.17 7.32 T21 high risk
3 27-T21-3-5% T21 Chr21 5.80 4.26 3.83 T21 high risk
4 28-T21-4-5% T21 Chr21 5.82 4.22 4.55 T21 high risk
5 29-T21-5-5% T21 Chr21 7.45 6.93 4.46 T21 high risk
6 30-T21-6-5% T21 Chr21 7.59 3.21 3.67 T21 high risk
7 31-T21-7-5% T21 Chr21 6.68 4.42 4.28 T21 high risk
3 32-T21-8-5% T21 Chr21 7.28 3.96 5.66 T21 high risk
9 33-T21-9-5% T21 Chr21 8.80 6.02 6.12 T21 high risk
10 34-T21-10-5% T21 Chr21 6.64 4.88 5.21 T21 high risk
11 35-T21-11-5% T21 Chr21 5.40 5.95 6.11 T21 high risk
12 36-T21-12-5% T21 Chr21 6.62 5.50 5.99 T21 high risk
13 37-T21-13-5% T21 Chr21 7.81 5.85 5.93 T21 high risk
14 38-T21-14-5% T21 Chr21 3.78 6.67 7.04 T21 high risk
15 39-T21-15-5% T21 Chr21 8.19 6.64 7.05 T21 high risk
16 40-T18-1-5% T18 Chrl8 8.22 8.60 9.16 T18 high risk
17 41-T18-2-5% T18 Chrl8 4.50 4.26 3.97 T18 high risk
18 42-T18-3-5% T18 Chrl8 4.36 4.73 4.12 T18 high risk
19 43-T18-4-5% T18 Chrl8 3.74 8.42 8.16 T18 high risk
20 44-T18-5-5% T18 Chrl8 4.29 4.79 3.34 T18 high risk
21 45-T18-6-5% T18 Chrl8 4.36 4.30 4.91 T18 high risk
22 46-T13-1-5% T13 Chrl3 5.13 4.29 4.92 T13 high risk
23 47-T13-2-5% T13 Chrl3 6.76 6.66 7.46 T13 high risk
24 48-T13-3-5% T13 Chrl3 6.67 5.75 6.94 T13 high risk
25 49-T21-1-3.5% T21 Chr21 0.60° 4.25 0.13" Normal

26 50-T21-2-3.5% T21 Chr21 3.23 5.68 3.14 T21 high risk
27 51-T21-3-3.5% T21 Chr21 5.14 8.37 4.71 T21 high risk
28 52-T21-4-3.5% T21 Chr21 5.10 7.18 6.42 T21 high risk
29 53-T21-5-3.5% T21 Chr21 3.70 7.61 4.46 T21 high risk
30 54-T21-6-3.5% T21 Chr21 3.97 5.48 4.28 T21 high risk
31 55-T21-7-3.5% T21 Chr21 4.07 7.16 3.73 T21 high risk
32 56-T21-8-3.5% T21 Chr21 7.33 9.38 7.68 T21 high risk
33 57-T21-9-3.5% T21 Chr21 4.27 5.03 4.93 T21 high risk
34 58-T21-10-3.5% T21 Chr21 3.62 4.55 4.60 T21 high risk
35 59-T21-11-3.5% T21 Chr21 4.58 6.48 5.67 T21 high risk
36 60-T21-12-3.5% T21 Chr21 4.44 7.98 4.24 T21 high risk
37 61-T21-13-3.5% T21 Chr21 7.50 8.40 4.89 T21 high risk
38 62-T21-14-3.5% T21 Chr21 4.69 3.79 4.85 T21 high risk
39 63-T21-15-3.5% T21 Chr21 3.08 2.75° 3.08 T21 high risk
40 64-T18-1-3.5% T18 Chrl8 3.48 -0.37° 1.78° Normal

41 65-T18-2-3.5% T18 Chrl8 4.44 3.65 4.13 T18 high risk
42 66-T18-3-3.5% T18 Chrl8 4.05 3.78 3.87 T18 high risk
43 67-T18-4-3.5% T18 Chrl8 5.67 No Call® 3.84 T18 high risk
44 68-T18-5-3.5% T18 Chrl8 3.17 4.73 2.97 T18 gray zone
45 69-T18-6-3.5% T18 Chrl8 4.47 3.55 4.11 T18 high risk
46 70-T13-1-3.5% T13 Chrl3 3.34 5.06 4.11 T13 high risk
47 71-T13-2-3.5% T13 Chrl3 5.50 5.85 5.23 T13 high risk
48 72-T13-3-3.5% T13 Chrl3 4.52 5.84 4.61 T13 high risk

TR IXFEH : T21 24 2.55~3.05, T18 M 2.66~3.26, T13 N 2.33~3.28; BHE AW {4 : T21 =3.05, T18 =3.26, T13 =3.28,

P AR D DX B PN ORI, bR b ™ T T i AR 0 4 5 R B e 00 4 X9 L A/ 9 £

R2 5%BR)LiHEE DNA LLGIANIRSE MG H RER

Table 2 The detection rate of the limited reference with 5% cffDNA fraction

EAR 2" R T V& TEAR

SR &

S AR &

S =AU &

mE1 mE1 mE 3 mE1 mE2 mE3 mE1 2 mE3
K 0 0 0 0 0 0 0
WKIX 0 0 0 0 0 0 0
Liogan 24 24 24 24 24 24 24 24
JTHTES 100% 100% 100% 100% 100% 100% 100% 100% 100%
(%) (24/24) (24/24) (24/24) (24/24)  (24/24)  (24/24) (24/24) (24/24) (24/24)
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3 3.5%B8JLiEE DNA LGRS % RA6 HERER
Table 3 The detection rate of the limited reference with 3.5% cffDNA fraction

St &

S At &

S =t N &

HwH EH EHE3 FE1 EH2 HEH3 iRl HmE2 HwE3
E N 1 2 2 4 2 1 4 3 2
KX 1 1 1 2 1 1 1 1 1
Kt 22 21 21 18 21 22 19 20 21

F 3 (%) 92%(22/24) 88%(21/24) 88%(21/24) 75%(18/24) 88%(21/24) 92%(22/24) 79%(19/24) 83%(20/24) 88%(21/24)

HERRF 215 18 5 F113 S YL ik Y DNA H B,
i 3L HTER A X 2R A A [F] %€ O DNA filtssk it
FFH BB, IR e AS 3 o AR A B o LR Y
JPHE B o R Fi% 07 ik i 3K ofDNA F B
Ja , A I R SR P GE K DNA F B AR kTP
BRI /0 PCR ™ 34 850N R4 R 1 w8, L nl f
KA 2235 e 1y IRUBS: AT BB

F T SNP K I Jy v 1 i JL e €6 (A 3 4% A% Ik
(21 =K 18 =& F113 =K F XS % §h, G g
o AR R AR B RN IE R REAS L IE T
PARZAT TR 22 A M (SNP) v o5 38 RS B3k Fn it -+
SNP v 5 1Y 5738 &0 5 16 45 . A i JL DNA
W MG T 45 SRR 2 — B REA TP iR L
U7 25 DNA H 0K T 10% , #81d 96% R A i LT
2 DNA & F 4% . TG LI 25 DNA 6
J& NIPT $ AR MR FE A £ R 2 (15 LT 2 DNA
Fb 3] 2 5 B0 P 4 2 SR 1 2 v XU ™ T el R
MIBR 22 (B3R 5% i LT 25 DNA HC ARG I BR =
2 Sk ER AN T 90% , 3.5% )1 LIS DNA H
(B RG I BIR 2 2% A HH 0 AT 50%

SR S E R S 104 Bl A T
R, 25 KB/ G B RS H MBS R, 0wl
R, 5% i LIRS DNA LGRS I BR 2 2% 5 4G %
Y170 100% , 3.5% JiG JLi# 25 DNA H 491 45 I BR 2 2%
i K R AN 75% , B T I8 B 92% ; S AR
BEESH LD I8 S ROKRMEZNSE N
18 =M. b AT L Z AR A58 1k 1 a7 g R i
FEAR R LI 25 DNA H 1 9 175 30 Tt B8 S8 BLIG L
Yoo (AR A AR I B R R PRI iR L i
AR B HERA A o

N JFI3E T SNP A6 7 32 14 i L e e Rk 4 2 %
(21 =44 18 =R A1 13 =K %K S % 5O %R
Bt 2 22 H ARG M50 & AT PR, &5 SR 8w LR

PS5 AT 5 R IES 5 AT A 3 R R A
EPERIFT G E S5 R HLUE , TERER
AR FE E A S5 R I EK

S % 3k

(11 Bk, Bk, 58, 4. MK 21- =R Zi G0
P A0 35 42 2 F 5 [T ). R PR B2 2%, 2020, 49(8) : 1265-
1268+1273 .

(2] @k, sk52, Wipl, 4. 18- =KL A MEIR LI P a2 Wish
R[] AR B 424 (B FhiR) , 2016, 12
(2): 190-195.

(3] BEESWR, B, oA, MR LY 6 (R B A5 A3 D Al
FE 2 IE PR O A T N R ST [T]. R B E S IR,
2019, 16(5) : 657-660.

(4] RZRE, ST . JE T w38 By R R R T2 e 61
HIR A AHE R S5 SRBr (7], SCH B2 24K, 2019, 35(3):
433-436.

(5] Fi/hE, w8, BB 5 AR TRESESR SY 6k
K% 53 BT A i D0 25 8 AU, 22 1077 i 32 W o 1) L et o8
[T]. R LA 3R 5 , 2015, 4(4) :707-712.

(o] T, #AEth, #EM, 45 . QF-PCR AW 4262 )l
DU LG PR AR R A R 25 SR I o AT [T ). vl el P i i i 4
O TRR) , 2020, 12(1):37-42.

[7] Lo YM, Corbetta N, Chamberlain PF, et al. Presence of fe-
tal DNA in maternal plasma and serum[J ]. Lancet, 1997, 350
(9076) : 485-487.

[8]  Fredrik Dahl, Olle Ericsson, Olof Karlberg, et al. Imaging
single DNA molecules for high precision NIPT [J]. Sci Rep,
2018, 8(1):4549.

(9]  sk3CHT, T, oM, 55 . 6 LY @R IR A5 iR 21 =1k |
18 =R 13 = Ak I3 50) 8 (o 3 1 DU P 32 A7 ML B T 11
HIEL ). 73 T2 W 5IRYT 23, 2020, 12(8): 6-10.

[10] Xu XP, Gan HY, Li FX, et al. A Method to Quantify Cell-
Free Fetal DNA Fraction in Maternal Plasma Using Next Gen-
eration Sequencing: Its Application in Non-Invasive Prenatal
Chromosomal Aneuploidy Detection[J ]. Plos One, 2016, 11
(1) :e0146997.
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ALDUBENBE ALK . EGFR 1 ROST M 2 51k 54k
N9 Sy e P AH G - B

O CE R

(# ZE] B @5 IE/ 40 (NSCLC) B 5 &3l ALK , EGFR Fl ROSI Y3 £ 45
PR BT A S5 2, S F g AR /N AT iR 1) % A R R ALHIAT FELESERE . AR UREEARBE 2016 4F
1 A Z 2018 45 1 H W8] 51 07 35 /1N 20 i fii i 56 25 R 64 44 4t Bl A 40 5 Bt B L BE A, %60 ALK, EGFR il
ROST H R 45 1R 22 25 Va7 4 B 28 A8 17 00, 2R ) S M A% 80380 3 logiistic [0 A 40 BT A% 4 R 2 S tE R A8 5
NSCLCI{KFR., &R S AR L, NSCLC %1 ALK . EGFR Fll ROSI 2875 T Lt R W i, Mo EGFR
A BH P 2 5 T ARE (P<0.05) o ALK Fll EGFR BB R £ AP 98 728 W L 3 T NSCLC i &
M LT ROST 2R 1) 5878 6F NSCLC Y A2 2 e TG 52 . EGFR B PR H IR 2 A PEJ2: NSCLC &A= 1y
& B B 2 (P<0.05) , Hi i, EGFR 1Y 15121434569 {37 1 58 28 By fJt #4 e B K (OR=56.00) o 4518 ALK I
EGFR W 5E H 2848 7] L2 il NSCLC 1) &A= & B {0 R4 EGFR %8778 & NSCLC &AM faks K2, Hidp L
EGFR 1 rs121434568 v 15 28 25 £ A 116 o

(€] LAY ALK; EGFR; ROSI ; AE/IN4H A it

Polymorphisms of susceptibility genes ALK, EGFR and ROS1 in non-small cell

lung cancer within Han population in Hubei province

SHEN Zhijun, LIU Shiguo™*

(Department of Clinical Laboratory, Hubei NO.3 People’s Hospital of Jianghan University, Wuhan, Hubei,
China, 430033)

[ABSTRACT] Objective To study the mechanism of occurrence and development in non-small-cell
Lung Carcinoma, the relationship between the polymorphism of susceptibility genes ALK, EGFR and ROS1
will be explored. Method From January 2016 to January 2018, 51 patients with NSCLC were enrolled in our
hospital, and 64 healthy individuals were enrolled within the same period. Single nucleotide polymorphism of
ALK, EGFR, and ROSI were detected. Dominant model by logistic regression was used to analyze the relation-
ship between genetic polymorphisms and NSCLC. Result The incidence of ALK, EGFR, and ROSI muta-
tions was higher in NSCLC patients compared with that in healthy individuals. Polymorphisms of ALK and
EGFR markedly contributed to NSCLC but ROSI had little effect on the occurrence of NSCLC. Polymor-
phisms of EGFR were the risk factors in NSCLC (P<0.05) , with rs121434569 being the highest risk factor
(OR=56.00). Conclusion Among the three genes, ALK and EGFR mutations affected the occurrence of
NSCLC, but only EGFR mutations were risk factors of NSCLC occurrence, with the rs121434568 mutation
being the strongest risk factor.

[KEY WORDS] Polymorphisms; ALK; EGFR; ROSI ; Non-small cell lung cancer

AAMEB Al BARAFEL®E LT A (2016CFB694 ) 3 &, T A4 42 B & i AFHAT & 2 (WX16Z07)
VEB 45 LI KRB A S AR E A RA, 3, KL 430033
*EAEAEE X E, E-mail : 1lsgg518@163.com
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10 4R Il i kAR RB AR R . R
Jiti i B TERI G2 B i E A 544 . RIflifEZ
JEATARIG VIR AR, 5 A A7 H A 25~30% . JIT
A it g 95 1 v, A /N4 R (Non-small cell lung
cancer, NSCLC) 2] 5 85% ", fii Je & ¥4 455 Al 3t A%
KR AR BAE B 25 3, Foast A% IR 3 70 R 2 R e
A AR Az B AT E AL . 1 25238 X
¥ 1F 1R £ & PE (single nucleotide polymorphism,
SNP) Fl i 4 7y J8& 1k Z 18] 1 6 R AT T IR A By
58, IFHUR T RAFMRCR ™. HET, X T NSCLC &)
AL AL TR 2 SR, RE S A E,E
WAL b DU AT IR 3D o a2 by L ]
(Y BRLA% 1 IR 22 A 67 A A XU 1R 3R AT S8 15
5, 1s B M AR IR T 2 Wd 7 2 i — 2P
Bk o A 5E R e A S B 2 R RE R
(PCR) PPAf 1AL Hb IX DU AT NSCLC 75 FH G Hk
PRI LA T PR 22 5 M R AR BRI O, R I 988 25 5 B
IR TRAERL =R

1 MRl5R®

1.1 HARGE

YEH 2016 4F 1 H 3] 2018 4F 1 H , APz 4 1Y
51 il NSCLC & BFEARVE N B E A, Hd, Bk
36 N(70.6%) , %15 N(29.4 %) , F- 3444 (62.4+
14.1)% o AdEbafEtds . O f7id X otsl CT A,
KB Tl R R s @i i 40 MU 42U BRI A g N
NSCLC; @ # H A NSCLC 1fi % A HAb 2% B 1 %
PEIRIR o HEBRARIE R : OARKIRYT LIRTZ B E 112
Wi 3k LA R AT R s @A IR YT ARTIZ R A AT
T BT ARIATT s 1% [R50
PRI 5 (D12 £ TR] sl S5 00 0 L35 80 s 1% R
(v s BT 0 1 S I IR D R S s @1z - A H
PRBERT , RNBEIEH S . RIS T 64 o filFRE A
Ve %k FR2H 49,45 55 35 N (54.7% ) , Pk 29 A
(45.3% ) , - 4EE (61.8215.3) % . ATEIRIE R -
OB AT Mg £ 50 5l I IR AR AIE s @ ABEE Z
0] AT L% 5 2R o %o HRZH A HE R b v ) R 4
i BELFEYCEBAE FE., AR
CAR R g R 2440 LR B3 2t
1.2 S5

% R 4 BOR FH B 0 A 8 DNA $2 B 7 &
(DP318, KRR (LR ARAF) ;519 &
ALK PCRRFN I [ 4= T A8 TR (B ) e A

PR 2%\ 5 2% 1R %€ 5t K ] NanoDrop One/OneC fil i
Lo hh-m] W46 96 1 (Thermo Scientific, 1)
JE 47 PCR §" 34 1 4 GeneAmp®PCR system9700
(Applied Biosystem, H1[E ),
1.3 ik

A 538 3k A A ) 2 08 2R BURE A 1R AH ¢
F R AL IS A #R K 0L 5 mL, EDTA 4t
BE,-20CH M. Fr A58 U , #i DNA $2 3R
) Ud B A AR R A A HE T A SR AR . R
NanoDrop 73 143 % 45 DNA FEAS #1745 e K
BriE P . BE ST B RS AR 10 wL i
17 PCR P38, K2 Wi 25 44 94C 5 min; LI T 3 &R
JEFEIR 32 K :94C 30'5,57C 355,72C 40 s, R
By =ik A T A TR (i) B A BR A )
T, 53 B 45 SNP A 5 28 A8 1 B0 . SNP A 47 55

KILPCRAIMILFE 1,

&1 SNP#MLS K PCR 5|

Table 1

SNP and PCR primers

O EIL B

51975

rs113994090-F
rs113994090-R
rs113994092-F
rs113994092-R
rs281864719-F
rs281864719-R
1s281864720-F
1s281864720-R
ROS1-F
ROS1-R
1$28929495-F
1s28929495-R
1s121434569-F
rs121434569-R
rs121913428-F
rs121913428-R
rs121913465-F
rs121913465-R
rs397517127-F
rs397517127-R
1s606231253-F
1s606231253-R
rs121434568-F
rs121434568-R

5'-TGGAGGAACCAGACTAAC-3'
5'-CTGCGGTGCTGTGATA-3’
5-GAATTGTTAAGGCTGTTTC-3’
5'-AGGAGATGATGTAAGGGAC-3'
5'-CAGCTCAGTTAATTTTGGTT-3’
5'-GGGATTGCAGGCTCAC-3'
5'-ACGTGGCTCGGGACATTGCC-3'
5'-GCGACAGGATGACAGGAAGA-3’
5'-TAAAGGCTACACCCTCC-3'
5'-TGATGTCCACCAGCAA-3’
5'-GCAAGTGCCGTGTCCT-3’
5'-GCCTTTGGTCTGTGAAT-3'
5'-TCCCTGTGCTAGGTCTT-3’
5'-CTCCCTTCCCTGATTAC-3'
5'-ATGTCTGGCACTGCTTTC-3'
5'-TCACAGGACCACTGATTAC-3’
5'-CTTCACAGCCCTGCGTAA-3'
5'-TCTCCCCTCCCCGTATCT-3'
5'-CAGGGTCTTCTCTGTTTCAG-3’
5'-ATGCTGCGGTGTTTTCACCA-3’
5'-TGAAAACAGGACGGACCTCC-3'
5'-TGTAATCTACCAGGCTTTGG-3'
5'-CCAGCCATAAGTCCTCG-3'
5'-GCTGACCTAAAGCCACC-3'

1.4 ST

K H SPSS 25.0 A4 k47 s oA . IR T

BERH (R xs) T, H ek, iH BB n (%) %
AL RH KRR TRRMEZEEMNES
NSCLC 148 kK F logistic B [H 243 H7 s X T 5
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PR 1Y) 22 25 PE A7 s 55 NSCLC 19 R AR 06 2, AR 55

PR ALY, SR IR S5 532 logistic 171443 #7
TS L, P<0.05 2R A Geit 2 X

2 KIHER

2.1 I AREE

A7 AN, A8 W S 1) %, NSCLC
B AR AR £ D 2 AL 8 7E A
1 NEL, NSCLC F8 & 2 A filt e N HEAL o gt 112 22
St M4 R F W, NSCLC # % ) ALK \EGFR .
ROS1 HAZAT TR 22 75 1 28 75 1) FH 4 30 300 22 L {gkt S
ANTERE, FEA 2 EGFR A% R 2 S AR il (P<
0.05), W2,
2.2 ALK .EGFR.ROSI B HRZSMERAEY
NSCLC A8 553 Hr

Logistic 5. [K R 73 Hr & W] , ALK 1) rs113994090
F1 1s113994092 2 48 I 5 NSCLC 5 J& Pk 8 3%
#H & (P<0.05) ; EGFR [ 1528929495, 5121434568,
rs121434569,rs12193428,rs121913465,rs39751 7127,
15606231253 1, 5 NSCLC 5 &1 1 2 7 #H 56 (P<
0.05) ,{H ROSI 137 5,5 NSCLC B 8 (1) AH 564 6
WEME2ZER(P>0.05), W3,
2.3 ALK .EGFR .ROSI [ ¥t R 2745 58 A8 Xt
T NSCLC ZJgtk: A e Lt

Logistic [ )543 #7145 R K W], EGFR W) JLA~ F
WA R 22 A5 Pk 58 78 B 1 J& NSCLC iy 8% 1 KU B
R, Ho f 38 L A5 5 A7 A5 2 15121434569 ; ALK
5 NSCLC 5 B 19 205 KRS Le 85 22 7 e e 12
X (P>0.05), W4,

F2 MWAMRKRTHITLE (%), (x+5)]
Table 2 Comparison of clinical data in the two groups

[n(%), (x+5)]

fefE NSCLC
Bl PN BEH i PIE
(n=64) (n=51)
SRS () 61.8£15.3 62.4+14.1 0.196 0.8045
P 3.038 0.087
B 35(54.7)  36(70.6)
ok 29(45.3)  15(29.4)
N
%%;E&H - 32(41.2)
W2 AR S
MR 28(43.8)  9(17.6)  8.862 0.003
BAE 26(40.6) 14(275) 2172 0.141
PAHIT 10(15.6)  28(54.9) 19.790 <0.001
ST (CEA) 259.80+
(ng/mL) 26165 a5 51
NSCLC 43-%!
] - 46(90.2)
{9 - 3(5.9)
HAlh - 2(2.9)
ALK RAFH 5.123" 0.024
[HE 1(1.6) 6(11.8)
[ 63(98.4)  45(88.2)
EGFR %75 L% 42.890 <0.001
[HE 3(4.7) 31(60.8)
Bk 61(95.3)  20(39.2)
ROSI 7% L% 3.866° 0.049
[HPE 0(0) 3(5.9)
[HiRES 64(100)  48(94.1)
1 sa R fisher K B R E 1155
3 iTig

R TR A 1 ke 7 45 TR 25 3 1 5 W) S A 2 S
Y, 38 P i 22 S 9 — A~ T B A A 7 TR R

%3 ALK.EGFR.ROSI R %751 logistic BEE S
Table 3 Univariate analysis of polymorphism of ALK, EGFR and ROSI by logistic regression

SNP 13 15, {t FE N TREZH 2R 78 191185 NSCLC £ 2 58 A8 5 4 B 95%CI A4 PAE
ALK
1$113994090 0 4 0.577 0.083~1.070 0.037  0.023
1s113994092 0 4 0.577 0.083~1.070 0.037  0.023
1s281864719 0 1 0.561 -0.430~1.553 0.002  0.264
1s281864720 1 3 0.318 -0.184~0.819 0.005 0213
EGFR
1$28929495 0 11 0.615 0.322~0.909 0.125  <0.001
rs121434568 1 26 0.679 0.501~0.857 0.330  <0.001
rs121434569 1 24 0.660 0.472~0.848 0204  <0.001
1s12193428 3 30 0.653 0.488~0.818 0.348  <0.001
rs121913465 1 18 0.604 0.381~0.826 0.197  <0.001
1$397517127 0 5 0.582 0.141~1.023 0.049  0.001
1s606231253 0 20 0.674 0.464~0.883 0253  <0.001
ROSI 0 3 0.566 —0.134~1.267 0.014  0.112
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R4 ALK.EGFR.ROSI BEFE =4 2 logistic BIJF 4
Table 4 Binary Logistic Regression analysis of ALK,
EGFR and ROS! genes

SNP 13/ 55, OR 95%ClI P
ALK
15281864720 3.937 0.397~39.043 0.242
EGFR
s121434568 65.520 8.432~509.119  <0.001
s121434569 56.000 7.205~435.243  <0.001
rs12193428 29.048 8.026~105.129  <0.001
rs121913465 34.364 4.392~268.874  0.001

¥ 4 1R £ & Y% (Single nucleotide polymorphism,
SNP) . AZHEHE HAErE & 1.5%10" 1 SNP fif
&, BFR 300~600 bp #EA —4~"', X T NSCLC %)
M5 SNP 1 SR A3 AT — TR A I T A 5
ALFE - 4 D A5 50 B A O AT R
TERT #:[H Y, TOP2A Fl ERCCI"', miR-423-3p J&
PR 5 DR S AR SR RS MR i 1 B R TL-17F M1
IL-17A"4E )5 NSCLC 5y BbEAH I . ARF5Eim i
Jr B 4 & 4 ¢ BX (Genome - wide association,
GWAS) % 4 %2 (https : //atlas.ctglab.nl/) ', %5 & T
ALK .EGFR .ROSI W JL/L i, ARG AE AL DU N
B, HL SNP 5 NSCLC 1 5 Il & 75 AH 6
ALK 52 [B) 7 P 9k B g ot S IR, E e HEmT 5
NSCLC"™, A [r] A B NSCLC 4 1 ALK B 2678
B LR AE 1.4~13% 2 1], JEHJE NSCLC IV
ALK FAVESEAR 1 L 340 T HA LS NSCLC 43
WIS AL T ALK 5 NSCLC
RAMFIIER AR BRI AL 2
EGFR J& 3R e A K 732 R B 3o - AR
TEAR AL B AU A KL (9 NSCLC £ & P AR I,
90%I*) EGFR RAEAF 16T 18-21 Ah R Frp, H%
7S (R AR AEAS [ PR 2 1] 25 540K, Kosaka 55 4t
T8, H AN R 28 A8 A 5 0 i 2 8 TR AR . 1
I E MW R B, b EONRE P 58 AR g R R
30%", AHFFEEI , EGFR 1587 R A E e B =
AN P, XS E R R R A R A
WL I ) EGFR & IR Z A A7 i3 5
NSCLC 1) Gy Bk W 35 A0 ¢, Hoivr | 15121434568,
rs121434569, 1512193428, 1s121913465 j& NSCLC
RGN 2 . A HE EGFR ) 152293347 37 45,
5 AR R R T RO 51, BB RN LA A
23 1 A MO T EGFR A2 AR B A 2= D6k, i
SR T BRI A B UIBLRIA 75 ZEE— 2B T o

ROSI & c-ros A8 2w 13 X, 7E NSCLC
() TP ROST EHEM KA B FHHER &R
AN J2 EGFR 1 ALK W) 28728 3% i7", ROSI W H HE
£ R TAEZ AR AR () NSCLC H 3%, X 5 HoAth
JL %€ 25 K 6] (EGFR %€ “F/KRAS %€ Z /ALK Hi
HE) o AW IR A ALK I ROST W EHE, &
RN R 1.7%" . A5, ROST A
i 2 251t 5 4% 5 NSCLC 22 1] A #H 261 T i 2 2%
5, R BB /AT HL 5 B X AR T RE S 2B 1Y
R A B, T 0 AR 11 DA 2 e A A5 18

NSCLC (13 B 43 v, Jili 988 5 L e 2, &
50% , FUCR 95 , 29 30%", T A BF 58 U 8 I RE A
KEBI Jy Bdes | BRI D B B —
FER DR M o 59 Ah  ASHIF 5T 1k B M AR R R T S
TEO T, TR R s S 80 5 4l A 10 25 735 4 ) 43
B, RS —E A I8 T —8un st
25it. T HARERE B2 ASBEIELT , 61 405
O S AFAETE AT, 0] B8 2 52 M d5e 2 45 R 4]
Wro [EIET, IR AR —Fh RGBT AU I
TR, B8 IR 2R R0 B IA 2 A S e [R) A a2, AR
TIF 5 B AR K 2 A IR X — R R, S8R
—E M R PR . RO Qi , B AT A4S miRNA K
LncRNA 1) SNP 552955 1) AH 5C M AF 5 18 J2 Bk A
200 kBB ST A R AR AN TR A 4
Xif 28 G 9 1 5 SR LA R Kok 4% 24 ) 4 A2 A
XF B R R B I 0 22 57, 02 5 Se b o i Sk Al . AR
W5 T — 205 N AE W22 DI RE I A B2, $59°F SNP 5
REMBIR B OCR IR 2 W 5 17 4t
SRR

S Lk

(1] U3V, Ak, TR, 45 Mgk sh B 8 AG I Jy vk K 8 1)
TRYFOFAHE R ()] AR B2, 2020,28(2) :330-334.

(2]  E%, B2, ¥k 2RENAS S HTE N Z Z PR o
TR V], 2l e 9, 2010,9(5) :430-432.

[3] KongJ, Chen X, Wang J, et al. Genetic polymorphisms in
the vitamin d pathway and non-small cell lung cancer survival
[1]. Pathol oncol res: POR, 2020,26(3):1709-1715.

(4] xUtER, 2840, RRMR . Wb DU AR tert-clptm11 %
A 22 35 7 45 i i 2 vk DGk A3 A (7). v A Jigg By ¥ A
i, 2015,22(14) :1079-1083.

[5] Grenda A, Btach J, Szczyrek M, et al. Promoter polymor-
phisms of top2a and erccl genes as predictive factors for che-

motherapy in non-small cell lung cancer patients [J]. Cancer

med, 2020,9(2):605-614. (F#% 1447 7)
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Y EIX. B- b fiEtT i A R S 2L A 2 55 W
izt EwRM ARz EFH OREIE g ORI IR EFEH

(¥ E] B& SR e X o g b i 23 im (M 3%) 3 () # LR B A ki, 9F
SR T IZML OR [F) 3L R B B b 354 B & IR =47 1E . ik DR SR iis & S iF o xf
%, 2R H PCR-Ji s 56 22 38 WL alE AT B b mp 93 37 0t 35 PR 2 A4 A I, SR FH ot 200 6 0K 3000 21 200 it 3 45
(RBC) ., fiL£L4E 11k i (HGB) L0 40 M AR AL (MCV ) 24 2140 i 1fiL 2145 1 4 (MCH ) - 34 21 201 Jifd 1fiL
213 H e BE (MCHC) 21 41 i 43 4 5% FE (RDW ) 45 MLY% 2 5505 2R FH 76 200 000785 P K o A 00 1 &1 2 19 3 4
(HbA \HbA2 FI HbF) F 3, FH5%F 14 % D L A7) 3 R ARLAT 21 40 B S il 21 86 280 T e K 0 S8 14307 o
ZER 4983 FIIREE TR EhnA K 400 1) B HBH AT AL, K6 HE RN 8.03% . FeHy UL 3 BRI
1K CD41-42/N (137, 34.25% ) . IVS-11-654/N (122, 30.50% ) .CD17/N (56, 14.00% )., B-Hb G4 ifn & %
MR 25 S5 F BRI HGB . MCV \MCH [#1I%, BP2T 40 i 2/ IR RE S . H1IEW ASHHEM
L, B g/eN 5 /RN H: K A K RDW Fl HbA2 T i1, 2o % B/gN 5 B/BY £ X B MCV \MCH .MCHC
i, i RDW A1 HbA2 T 57, B%/pN 5 BY/BN AN B/~ 3 H AL fE MCV .MCH ,MCHC .RDW ,HbA Fll HbA2 2%
AT IEW ASEY, E RS E X (P<0.05) . &iE HEOIT X B H A 3N A e I
JEAy CD41-42/N IVS-TI-654/N F1 CD17/N F [ 7Y | AN ] 4 53 A [ 5 R 284 1) @ b %25 40 A G e %) i 9 2

SFAE, T 5 B [) 2 R b 2 114 225 i)

[Eg2iE]  B-HurP iR #L M ; SRR 2T 4N S5k

Analysis of 3-thalassemia genotype and erythrocyte parameters in Longhuaar-

ea of Shenzhen

LIU Yunhong', CUI Xiaoyang', WEI Xiaozhu', WANG Yuying', ZHANG Jingwei', SU Wei', WU Wenquan',
SUN Ping®, JIANG Xiaoxin'*

(1. Clinical Laboratory , People’s Hospital of Longhua Shenzhen, Shenzhen, Guangdong, China, 518109;
2. Da An Gene Co., Ltd. of SunYat-sen University, Guangzhou, Guangdong, China, 510665)

[ABSTRACT] Objective To analyze the characteristics of genotype distribution of the latest B -
thalassemia carriers (patients) in Longhua District, Shenzhen, and to explore the hematological characteristics
of different subtypes of B-thalassemia carriers in this area. Methods  Suspected patients with thalassemia were
taken as the research object. PCR-flow fluorescence hybridization method was used to detect 3-thalassemia gene
mutation, and hematology analyzer was used to detect red blood cell count (RBC) , hemoglobin concentration
(HGB) , and mean red blood cell volume (MCV ), Mean red blood cell hemoglobin amount (MCH) , mean
red blood cell hemoglobin concentration (MCHC) , red blood cell distribution width (RDW) and other
hematological parameters. Thecapillary electrophoresis was used to detect the ratio of hemoglobin subtypes

(HbA, HbA2 and HbF). The t-test statistical analysis was performed on the parameters of red blood cells and

A B RN T A RAH A FTEA A (2017115)

M A LRI T A RARERERA, 7 &, K 518109
2. KRR B A A FRAE] L T A, T M 510665
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hemoglobin of different genotype groups over 14 years old. Results 400 cases of - thalassemia were
genetically confirmed from 4983 subjects. The detection rate was 8.03%. The three most common genotypes are
CD41-42/N (137, 34.25%) , IVS-1I1-654/N (122, 30.50% ), and CD17/N (56, 14.00% ). The hematological
parameters of patients with (3-thalassemia are mainly represented by the decrease of HGB, MCV, and MCH,
that is, the red blood cells are in the form of small cells and low pigment. Compared with normal reference
values, male B0/BN and B+/BN genotypes have higher RDW and HbA2, female B0O/BN and 3+/BN genotypes
have lower MCV, MCH, and MCHC, while RDW and HbA2 are higher. High, BE/BN and B0/BN and B+/BN
genotypes are closer to normal reference values in MCV, MCH, MCHC, RDW, HbA and HbA2 parameters,
and the differences are statistically significant (P<0.05). Conclusion
thalassemia gene mutations in Longhua District, Shenzhen are CD41 -42/N, IVS-1I-654/N, and CD17/N

genotypes. {3 - thalassemias with different genotypes of different genders havetheir unique hematological

The most common types of B -

characteristics. It can be used to assist the reference identification of different types of thalassaemia.

[KEY WORDS]

J7ARAE R b TR B M R AR LAY ) R R IX 2
— NERATARA IR s 093k, YIRS
SN R T AN 2T B Y, ml g A 1Y
FERRIE G . FEEIIT eI, i mBhis TAES
ZWAAENE TAER s 2 —, BB P A A
AR T R H o RS 4, o
SELT A EL (red blood cell count, RBC) IM£17E
e 7% (hemoglobin concentration, HGB) -1 4Jii ifg
& F (mean corpuscular volume, MCV ) V-4 21 41l ifg
Ifil £ 2 1 & (mean corpuscular hemoglobin, MCH) .
XA 2T 40 MY 121 £ R (mean corpuscular hemo-
globin concentration, MCHC) . ZT 4fl ftd 43471 5% J& (red
cell distribution width, RDW) %5 Ifil % ¢ 2 £ Fll HbA
AV %4 (hemoglobin A ,A2.and F, HbA .HbA2 Fll HbF)
A6 I 3 A, Xk Ml 2% A8 2 0 e I AL S A A
B AR, 3T XIVES BUGRZE SNSRI T
FEPIRN ) MR S G T e o, Fa AR [R] BE A A
B-Hh A LT A S B 22 5, AT ARG B b
TLAI Y] A X SR sl A 2555 R
AR SFRE R 2R AN AT, PRI, AR 4 T b A
5T IE—AF e 4B IX B M 3R & L R R A
R 85 0 AR AN [R]85 R 8 ) ) 22 531
DI R I R A A B e R i W i, 5 an

1 MefnA*®

1.1 — R

PEHL 2018 4F 4 H & 2019 4F 4 H fEARBEsti2f
AT B 2% B DR I 1) A2 K 2 (L B R 7™ A (AR
fr NHE) 2t 4 983 i, 2K EH W ASRHER : OF
B Ry S & A U IV 2 A S P B 21 40 AR

{3- thalassemia; Genotype; Erythrocyte parameter

FLMCV<80f1 Fl/mk -4 21 40 i 1fiL 21 75 14 7% 1 MCH<
27pg) JHb HL UK 4 7~ A b it 23 1M (HbA2<2.5% 5%
HbA2=3.5% 5% iF 7 {H HbF=3% ) ; @ % 1t A4 Hi v
VR INLIT R A b HP TR B I 35 PR 48T 3 T 2 i R =
RIS & LA I BRI b5 1 LB 4 o HEBRARHE N -
OBAEZ s @FIRAR SR K A B oy 46 T30
ZT A 10 0 2 S E S AR A AR DGR o AR SR AR
RN T e 28 XN R R B 5 24 A0 PR 2% 51 2 It e
kA MR RPN T it 48 s [ & 15 .
12 Fik
1.2.1 IR 2ESE0

FAEZ A R KL 2 mL, 2 — DU 2R —
i (EDTA-K2) it ¢ , H 4 B 3 1 41 f 41X (Sysmex
XN-10, 7 B = HRE = 7 (il ) A BR A A K
RBC. Hb, MCV, MCH, MCHC ,RDW %, fii /]
4 [ 3h 4048 Uk {1 (SEBIA CAPILLARYS, £ [t
W] AR, K240 HbA (HbA2  HbF Fl7Z
5t Hbo FRASIITE 2 h PRSI 58 B8, T (5 0] 1
o) eSS il S
1.2.2 MR

AR LR [ a5 RS , SR 4R A1 A bk an fe
FAMRS) BT 2~8CUKF A . R H 3z $2
HUAY (Smart-32 78, w11 K258 22 FE PR 0y A BR 2
) ) B 4 i 3 PR G AR)  (REBR ) (O Ll R 243k
U 3L R0 A BR 28 ] ) 38 B4 JE] 1 2 P 41 DNA
il F 3 P2 W R g (O Ll K2R 2 6 R i A1
R D) A 22 SR (MAGPIX Z DI RE A
BP0 RS0, Luminex /A A, 35 F) A& B #b 9%
() 17 b 2848, 4045 PCR 914, 22 FAG ) 20 #r
LA TR A 4 R 5 3
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1.3 Geitveirik

il JH SPSS 23.0 #FBEATGL it 2 0 #r o AL
GBI n (%)  iH RS (x2s) R, Mgl
PR BRI PSR A ¢ K36 s Z2 21 HO R 7 22
3T, LLP<0.05 22 A it B Lo

2 #R

2.1 MBI R I &5 2R

4 983 IR A FL kG 4507 B 7% 5L R 8 4% 436
], HEBR HAB YRR 5, B B L2 AL 400 4], A6 3 32
1 8.03% . LA 14 Fh o AR AL | 3 Fh 5 AR AAG H
(-30,-32 F1 CD31) , K& B a4l & F I H A, Hrp
14 % DL b3 338 A, B4 107 6, 2k 231 6,
14 % K VIFILEMEIL62 . WK1,
2.2 MW= HET

14 % UL | B Hb A A 3 338 A, Horbr 281 A 4%
2 1 L1 A0 M I 2 S EOR T, 5B 1 80 1], 2 201
B, BRI /N AR, RN —H
HbA2 BB Tt o 1S ot i I ARiS Lhd 2=

R 400 B B-Hhrhig R M BEMEEES T
Table 1 Genotypic distribution of 400 patients with

B-thalassemia

i (n) FEPAY B (%)

BY/BN F A Y CD41-42/N 137 34.25
(228) CD17/N 56 14.00
CD71-72/N 15 3.75

CD27-28/N 11 2.75

CD43/N 6 1.50

CD14-15/N 1 0.25

IVS-I-1/N 1 0.25

Int/N 1 0.25
BY/BN HE K HY IVS-II-654/N 122 30.50
(161) -28/N 35 8.75
-29/N 2 0.50

CAP/N 1 0.25

IVS-I-5/N 1 0.25

BY/BN HEP 1Y CD26/N 11 2.75
(11) Bt 400 100

SHA G E X (P<0.05), BYRN A BN L)
Ko BY/BN B Z [a] B FR Ay IR F S B i & 5 AR
GiiterE L (P<0.05), W2 FIF 3,

x2 S0HIBEHpHMAARNERBET (R)EENRANENTIAMSHILE (142U E) (vxs)

Table 2 Comparison of red blood cell parameters between 80 male B-thalassemia carriers (patients) with different genotypes

(over 14 years old) (x+s)

215 n RBC(x10"%/L) HGB(g/L) HCT(%) MCV (f1) MCH(pg) MCHC(g/L)
BYBY 40 6.48+0.89 128+15.58 41.3924.79 64.173+4.25 19.89+1.34 309.95+8.99
BB 36 6.4420.65 130.58+12.35 42.084.15 65.4625.16 20.32+1.74 310.56+8.63
BB 4 5.4420.43 138.25+7.97 41.98+1.58 77.32+3.18 25.45%1.05 329.00+9.06
PIE"® - 0.840 0.494 0.507 0.237 0.223 0.767
FH" - 3.303 1.006 0.236 14.534 24.238 8.579
PAH" - 0.042 0.371 0.790 0.000° 0.000° 0.000°¢

26 41 n RDW (%) HbA (%) HbA2(%) HbF(%) E(%) TR ()
RY/p" 40 17.42+1.40 93.63+1.45 5.65+0.72 0.72+1.02 0 30.27+6.68
B/pY 36 15.99+1.34 93.85+1.46 5.2620.72 0.89+1.33 0 30.3126.15
BY/RY 4 13.50+0.68 69.97+1.36 3.73+0.15 0.33+0.57 25.97+1.27 29.25+4.50
PlE* - 0.000¢ 0.557 0.027¢ 0.667 - 0.982
FE® - 21.584 505.193 17.616 0.328 - 0.051
PH" - 0.000¢ 0.000°¢ 0.000¢ 0.772 - 0.950

H:a g BUYBN vs BY/BN; by BUYBYN vs BB vs BY/BY; ¢ S P<0.05,
3 it

B HiFE Ly B R A P R AT EL, D
JrREMT B ERE FEEN BB TSR . B EREH
HEG R E Dy BHLAY, B R I BESE RARE S A
R BOHLAE , iz e vl oI R R B, = LAt AT
PRV IRLPEBR 1L S BRAE , R R 27 R T B
BORNMEBR 7o R FRALTE NG MR 25, By
Ak A AT AL AR R H TR A SO

B Hl B 3 PR 5% AR IS TR 5 58 AR Wi R A A b Bl R
A2 RERILUI M KX, LT
PO RN 3 A e kX BT, T E
CARIEA 34 Fl B M 22 il S 2848, rhE N
LAY 6 Fh LR 28 A 2 AN CDA1-42  TVS-11-654.
CD17.-28 .CD71-72 .CD26'"',

ABFFE PR I 14 Fh B LA AR, 5 Je
i DXAH L3, i 3 A3 98 A8 RURL B L 322 3 AT < AR 5E
Hi X 7N X M X R 2 43 28 AR A
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x3 201 flXERHAARERBER (B)ESXNREMEMIHBSELLER (14 5L L) (x£5)

Table 3 Comparison of red blood cell parameters between 201 female B-thalassemia carriers (patients) with different

genotypes (over 14 years old) (x+s)

25 n RBC(x10%/L) HGB(g/L) HCT(%) MCV (f1) MCH(pg) MCHC (g/L)
B'/BN 112 4.84+0.73 98.24+11.94 31.66+4.02 65.70+4.53 20.41+1.56 310.61+8.35
B/BY 82 4.77+0.74 100.79£13.36  32.07+4.21 67.57+5.70 21.25+2.06 314.48+10.89
BE/RY 7 4.50£0.44 115.86£14.63  35.21%4.25 78.10£3.04 25.71£1.60  329.286+10.87
PiE* - 0.539 0.164 0.495 0.012° 0.001° 0.006°¢
FAH"® - 0.832 6.759 2.525 21.455 31.392 14.643
P1E® - 0.437 0.001° 0.083 0.000° 0.000° 0.000°
215 n RDW (%) HbA (%) HbA2(%) HbF(%) E(%) R ()
B"/BY 112 16.27+1.65 92.66+3.22 5.40+0.60 1.57+1.92 0 27.64+4.56
B/BY 82 15.337+1.13 93.46+1.46 5.17+0.50 1.34+1.33 25 28.03+6.17
BE/RY 7 14.81£2.43 69.42+1.22 3.74+0.36 0.33+0.65 26.58+0.76 28.29+4.39
PiA* - 0.000° 0.120 0.035° 0.475 - 0.583
FAH® - 10.860 185.125 21.289 1.156 3.637 0.181
P1E"® - 0.000° 0.000° 0.000° 0.318 0.129 0.834

Hea g BYBN vs BY/BN: bl BY/BY vs BB vs BY/BY; ¢ i P<0.05,

P RS LB AT - T AR T T DX T AR TR & 4K
AN SN AT A L, A — e 22 5], Wi
B L X CD41-42/N  IVS-T1-654/N e 8 WL
T b5 X1 2L CD41-42/N il IVS-11-654/N % & UL,
M AF L CDA1-42 . IVS-11-654 fie i UL, 6 X2
2015 4F CD41-42,CD17.,-28 f # WL, & H X2
CD41-42/N . IVS-II-654/N .-28/N . {i B AR [X 4577
BT B R LA, 5 TRIPE BRI P 0y e L X e
XA . TS5 06 XORE: XA R 2251, — 2
FREE BN TN A 0 22 5 R0 N T sl R , (5
W Bah A N0 s — oY . HARHLIX AT
AR EEAE A L, AN K, e AR I IX 222013 4F 4
H % 2015 4F 3 [ L) CD41-42,1VS-11-654, CD17 Ky
T, HERT = AL 2RI CD41-42/N Fil CD17/N [
TR 3 AT SR Ml B A G A iR R E | — i
JE BB BSR4 T AR T Rk

B HbFX ) IV A 5 AIE L MCV \MCH B & 3l /)
/0N 4L AIG (3K O AR AE , MCV . MCH I
HbA2 7EHBZX Wi AT E AN E ™ . Z AT
TE WA T AR L R B H A% 119 IR 2 A i T
Giits . ononE WAL K HLIX BN
AFT B /RN AU Hh #7 Z W], RBC . MCV . MCH .
RDW-CV HbA2 ¥ {5 Geit2r 2 5 HRAEE A
JLEE AR B IR AT b . ARSI
SER UL B B Hb A R AU AR LT, W] RE
SRR ) SRR KA G, 5 B e SR R IR

AHIF S A IR AL T I A T e 3 R AR
2% 16, Hirh CAP AUHb 3 875 19 MCV \MCH 43 3]

} 97.50 fL . 31.40 pg, Int %I 31 %% H # MCV . MCH
43511k 83.30 L. 27.70 pg, H Wi R 2 1, 53
il L PR R AR 22 30K o AN SR AN S 0 9 = i A A
1 IRZ , AT DNA 43 Fi2 .

ZE LR AR BEAE BRI T AR X B AT
B R 278 B DLZE RSN CD41-42/N \ IVS-11-654/N
FICD17/N SE R B, ARS8 FH T 58 R4 1) 43
ZH LA T AR b XA ] S5 R AR 1Y) B b 3% R85 1L 7
S8, W 5T 45 F T H T4 B 25 A [m) 28 A8 1l 2% 1)
SRS W, SR A 1 X 1 5% )7 45 B 36 A A (R 1) 2
ok, RAEZEE X,

SE Lk

(1] ZRAiHe, A0l R 224K, 45 . MCV \MCH FIiLZL 8 A2 46
TN 7E Hb o i BT 0 07 A e R A (1] AR I R A
2012, 47(2):96-100.
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TCZ IGI7 X sJIA HLAD A Th17/Treg . RYEFG BRI
K I][ﬁ,]
n

IR MEER HEE*

[ ZE] B8 ROTIEERAHT(TCZ) IR YT X4 B BIL AR A MO 4 (sTTA) BBLIMRCR . ik
PEHUAS B 118 {51 sTIA [ ILAVE I WFFE Xt 4, 4 BRI YT 7 58 70 21, WA 4 (80 f91] ) S it Wl Jz o 3R 1k 5 TCZ
TRYT X HREH (38 491 ) SR JBOH B SBT3 + HY A 58 A (B0 R R RRIA YT o X U2 297 3038 4R 3R y7 19
[ R BT RAE AR JTA A% 0P S50 AN A I Th17 \ Treg . Th17/Treg M g 5380 45 R 000 | 1 W 40 Jf 335 1k
LG IE(MAS) PR G U E ORI O 2 kA%, BER O WER A FBITRERAR IR BT RE R |
JIA ¥ 0 PPl S EE T X IR AL (P<0.05) 5 WA AR YT 46 12 J8 .52 Ji] J& Th17 . Th17/Treg Il T X IR 40, Treg
i T BZH (P<0.05) s WLER LR YT 465 24 ) .36 A 52 J8] J5 158 FHTRE B i 3R o e T 0 B 2H (P<0.05) 5
WLEEZH MAS ™ H R R A SRR T AT B2 (P<0.05) . 4618 TCZIRYT sTA RUR W3, BEA 202 8 )L
RAE , WIS RE , D WE e B, HZ etk .

(X821 ] FEERPHU; MR UMER s WIS s SRBURER ; 2B RIZ AR LM 48

Effect of TCZ treatment on peripheral blood Th17/Treg and inflammatory

indexes in children with sJIA

WANG Juanjuan, HE Xiaoliang, CHEN Yuging*

(Department of Endocrinology, Rheumatism and Immunology, Anhui Children’s Hospital, Hefei, Anhui,
China, 230000)

[ABSTRACT] Objective To explore the effect of tocilizumab (TCZ) treatment on children with
systemic juvenile idiopathic arthritis (sJIA). Methods 118 children with sJIA in our hospital were selected
retrospectively as the research objects. According to the treatment plan, the observation group (80 cases) was
treated with glucocorticoid combined with TCZ, and the control group (38 cases) was treated with
glucocorticoid + methotrexate and/or leflunomide. The main efficacy indicators, secondary efficacy indicators
during treatment, JIA core evaluation parameters, peripheral blood Th17, Treg, Th17/Treg, discontinuation of
glucocorticoids, macrophage activation syndrome (MAS) , severe infection, severe liver damage and the
incidence of drug withdrawal were compared between the two groups. Results The main efficacy indicators,
secondary efficacy indicators, and JIA core evaluation parameters in the observation group were better than
those in the control group (P<0.05); Th17 and Th17/Treg of the observation group were lower than those of the
control group after 12 and 52 weeks of treatment, and Treg was higher than that of the control group (P<0.05);
the proportion of discontinuation of glucocorticoids after 24 weeks, 36 weeks and 52 weeks in the observation
group was higher than that in the control group (P<0.05). The incidence of MAS and severe infection in the
observation group was lower than that in the control group (P<0.05). Conclusion TCZ has a significant effect
in treating sJIA, which can effectively reduce the inflammation in children, regulate the immune function of the
body, reduce the use of glucocorticoid, and has high safety.

[KEY WORDS] Tocilizumab; Glucocorticoid; Methotrexate ; Leflunomide; Systemic juvenile idiopath-

ic arthritis
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41 4E 45 &% M 525 & (Juvenile Idiopathic Arthri-
tis, JIA) J& JLEE I H03—Ffas D 18 LA OGS
R H B e, 4 57 JTA (systemic JIA,
SJTA) A FEEAY L3 2y i JIA 19 10% {HEE
BB TIA B 2/3 DL b e LR A et
H A I PR 2 2R P I B i 28 AR B iR b4 24
FITHH SRS SR FURRESHIRYT , (R N R e o
EOMBI AR RN, HESBURILE B
UTAES , BEE I RN sTTA JAE i B A TR , 3
YA 2R -6(IL-6) /K V- T 5 sTTA LT iR ™
TR PRI, BB TL-6 9 0E 5 538 i , X T
SITA B3R Y7 A LS SEht . FEER H. 9T (Tocilizumab,
TCZ) /& —Fl IL-6 Z(AAHEHTH , S 2 ERE 4T IL-6
ZARM NI L S s BT, 2 b sTTA YRy E
B 00 . RS R , sTIA T5 s LA & 1
Th/Treg {8 5+ % T+ , Th17/Treg 2 ffii % 5 H A2 4
AL, LA e AR R A DA O AT
ARBE STIA L RFFREX S, B A5 0T TCZ /R N
. BHEWT,

1 ARSI

1.1 — R

TEHUA BE 118 6] sTTA (B LAE A58 4 4, 4%
WA IT 7 3840 0 L8 41 (80 1] ) il % M 4 (38
B) o PRZLER AEES G IRFRIN 52 B AE
B, ERIGIE L (P>0.05),

gy AKRIE : OBIFFE sTIA 2 WbRiE" ; @ B Ik
W12 ; @B ILEJE 2 E F1E R 2 A5 5 HEBR bR - HE
BRISHKR T R R GENELLBERIE LA SR
PR FER IR S T BB A A I 9E 45 R H B e
FEVESIR
1.2 ik
1.21 RIT Tk

Xof HECZH 265 7 W B2 IO 9 25+ HR 2 4 A (i) ok
FORRHATT o WAL T WH B2 T R A TCZ iR
7, B 2 JEER KR T 1K TCZ, MK i =30 kg 7
i8N 8 mg/kg ; (AT <30 kg # & 12 mg/kg , il
A 0.9% FEACHNE ST 100 mL , A5 VK ik ik 1 15 1a]
>1 h; 12 J 5 A I PR 2 B O sk 5 4 J) i bk i
rEEl I/ i =4 il 8
1.2.2 Kl Jr ik

SRR HE N 3 mL, HTEE, R A G A6
ESR, >R FH K S 2 1546 CRP, X057 & A 1 ifg

TEHE A YR B w5 R o =X 40 M A (56 [
Becton - Dickinson 2\ @] , FACScan %Y ) #; /] Th17.
Treg , X5 HALAFECE$E AL, IF3155 Th17/Treg.
1.3 WEFER

AT HE 12 B 5 B9 Tois sl te ] IR T7 26 52
JJG 250697 T IR IRZE % . QA B0 S
B, AR IS S OCTT RO IS B 2 BROCTT AL
ZE IR P LB R LA EEPE# (ESR 1 CRP ., JL
B PE AL 7] 5 (CHAQ) ¥4 6 T, W EIT %
F8 45, f0 45 ACRPedi30 H TG & # | ACRPedi50 H.JG
K ACRPedi70 H JC & # | ACRPedio0 H JG % 4
et @AHME I Th17 . Treg . Th17/Treg., G K 5
WMEEHEN . ©F M S LLE A E (MAS) |
JEE Ry e O M 2 R A R
1.4 Git#ab

& H1 SPSS 22.0 Gt it 73 A 3 A, i B0 % kL L
n (%), AL LR ¢ KB s 75 A IE A4
B THE R A ( +5) R, A1) FL 3 IE 25 4
TR R e 56 . P<0.05 %R 22 54 i3

2 FHR

2.1 — %K
WAL PORHEE ) AR 2 BT F IS
TG54 L (P>0.05) , Y60 ., W1,

x1 WA-RBARILE (2(%) ]

Table 1  Comparison of general data between 2 groups
(n(%)]
) P =24 bopiizEzEl
— R - ’ /P
BB (ofil)  (sapy A7 PO
P51 3 50(62.50) 24(63.16)
5’8 30(37.50) 14(36.84) 0-0050.945
T () 7.3242.40 7.61£2.26 0.625 0.533

Hb R  57(71.25) 27(71.05) 0.001 0.982
ESR F  75(93.75) 35(92.11) 0.004 0.952
1/ MRFHE 53(66.25)  26(68.42) 0.055 0.815
K% 58(72.50) 29(76.32) 0.194 0.660
X 80(100.00) 38(100.00)
=57 56(70.00) 27(71.05)
<4 24(30.00) 11(28.95)

2 E ey
ZERRD 0.014 0.907

T Hb M IMZLEE 11, ESR WL TR,

2.2 PHALPE TG B LA I R S R L3

SREL IR T 27 12 J8 5 95005 JC i ) Lb il s 1 X
MRH RIT 5 52 F S 299097 T Im R e T
X R 22 R BT L (P<0.05) , W3R 2,
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®2 MAKRBLENLOEKREBELE (2(%)]

Table 2 Comparison of disease inactivity ratio and clinical

2.3 MHRE RS
WL A R BT AR AR T3 B AL, 25 5 A 4
THEE L(P<0.05) , IL3& 3,

remission rate between 2 groups [17(%) ]

SN LR AL N w e
g i ;f ;?gé?ﬁf s %nf;ﬁ ﬁﬁg} o 2.4 PHUL A LIPS B
PR oIS 5 2RI T I PR 2% i . N \ . s
T8 2H 34 F= 48 = ¥ % 4 ELEES
WEAL 77 34(44.16) 65(84.42) M LA 4 iR T 1202 FUR T SR R K
SR 37 8(21.62) 23(62.16) TR S Z BRI B E IR L R L e R L
a EE? o o A2 BEVF A CESR | CRP % F % i 41, CHAQ ¥ 47
— — - BTN, ZR A5 %5 X (P<0.05), W
B T R i K A e THRAL L 22 S AT B A R L ), W
18, R 4o
x3 WHEHREFIIEREE (%) ]
Table 3 Comparison of 2 groups of secondary efficacy indicators [(n(%) ]
s} ] 215 n  ACRPedi30 HICA# ACRPedi50 HICAZ# ACRPedi70 HJC & # ACRPedio0 H.JG % #
WITH 12 E gl 77 48(62.34) 23(29.87) 10(12.99) 0(0.00)
XTHRZH 37 13(35.14) 6(10.81) 2(5.41) 0(0.00)
Paic] 7.434 5.023 0.827
P{H 0.006 0.025 0.363
AT 2 e W4l 77 77(100.00) 75(97.40) 72(93.71) 63(81.82)
XTHR4] 37 37(100.00) 34(91.89) 27(72.97) 21(56.76)
Paic] 0.734 7.512 8.095
P{H 0.392 0.006 0.004
T+ SR P 2E IR P S D RE AR A i 452 24 2, WA 3 491, X R A 1 451
R4 WMANAZDIEESEILE (vxs)
Table 4 Comparison of two groups of JIA core evaluation parameters (x+s)
. wu n W R EEhZR RIS #JLE# L ESR CRP CHAQ
- KT BB (em)  LHPEH(em)  (mm/h) (mg/L) P9 (43)
AT HT WELH 77 7482205 691146 6.76+1.30 6.37£1.27  78.43x22.71 10.77+3.02 51.10+8.46
WHEZH 37 7412208  6.83x1.52 6.65x1.34  6.28£1.19  76.57£20.36 10.64+3.10 51.75+8.82
HH 0.170 0.270 0.419 0.361 0.423 0.213 0.379
P{H 0.865 0.787 0.676 0.719 0.673 0.831 0.706
WV 12 G WEEH 77 3.49+1.03 2.69+0.54  2.81+0.43 2.65+0.42  10.21£3.05 2.4420.73 76.32+10.25
WHEH 37 5.08+1.27 3472061  3.39x0.55  3.13x0.51 16.85+4.11  4.03+0.82  63.49+9.14
HH 7.143 6.920 6.144 5.322 9.637 10.457 6.474
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
WITE S22 EG WSS 77 1.33+0.40  1.01x0.29  1.13+0.23 1.07+0.30 4.15£1.06  0.62+0.20 108.43+9.09
WHE4H 37 1.79+0.46  1.37x0.30  1.57x0.31 1.49+0.46 8.49+2.27 147041 93.45%9.76
HH 5.472 6.137 8.512 5.844 13.951 14.914 8.043
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
T SR AL R T D R AR 0 i 45 24 4, ISR AL 3 i), e HE A 1 il
2.5 PHZHAMA I Th17/Treg HL# (P<0.05), W% 7.
WAL LHIG YT 55 12,52 i i Th17 . Th17/Treg ik 3 it
JTE

FXF R, Treg i TXTREAL, 2 R A GLit 2 X
(P<0.05), WL3% 5,
2.6 PHLLIGYT I B BT iR 5 I 0 L 3%
SELLIATTER 24,3652 J& 5 15 FEB i i % 5
e X IR, 22 A gii 2 L (P<0.05), 3k 6,
2.7 WM
W2 2H MAS | ™ 85 8% G & A AT 0 R4

STTA Je:— Fft " HL 19 42 By JOAE PN , BA i
PR T SO I AAE 2 454 L TR B IE T L
EPURMERE o DRI e SR UG B B3R 97 5
2, RIS JEIRYT STIA (R FHACR , /T4 &0
il e A ORI, BACa 540 T i B i A B2 (R I
SN 2 S EUBCRLAE 5 BE I ST P AR AR S
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x5 MWHASMNEM Th17/Treg LEIR (x+s)
Table 5 Comparison of Th17/Treg in peripheral blood of the

two groups (x+s)

sy i) M%) n Th17(%) Treg(%) Th17/Treg

JAYT T WELLH 77 4.05+£0.82 3.5420.74 1.14+0.25
XFHEZH 37 4.11+0.79 3.50+0.76 1.17+0.22

t{H 0.370 0.238 0.623

P1E 0.712 0.789 0.535

VRITES 12 G WELLH 77 3.10+£0.43 4.1820.57 0.74+0.17
XFHEZH 37 3.56+0.38 3.73+0.49 0.95+0.20

t{H 5.547 4.123 5.826

P <0.001  <0.001 <0.001

VRITER 52 JH G OWELAH 77 1.71£0.30 5.12+0.61 0.33+0.11
XFHEZH 37 2.03+0.33 4.47+0.53 0.45+0.12

t{H 5.161 5.550 5.294

P <0.001  <0.001 <0.001

TE - S B P4 DR AT S REAR 0 N5 2, WER A 3 A1, X IR
141,
Fo MARTHEEERHRERBERILR (2(%)]
Table 6 Comparison of glucocorticoid discontinuation

between 2 groups during treatment [1(%) ]

aml n BT R BT lELis
1285 2485 365 52f)G
WL 77 3(3.90) 12(15.58) 15(19.48) 20(25.97)
X4 37 0(0.00)  0(0.00) 1(2.70)  3(8.11)
P - 4.896 5.831 4.953
P 0.550 0.027 0.016 0.026

T = =" 7R LU DT ME AR TH S, T8 o 5 BIBR P2 DY ™ S IF S g
P25, WLERLH 3 ], % IR2H 1 ]

F7 PAREMELE [n(%)]
Table 7 Comparison of the safety of the 2 groups [1n(%) ]

HHl n MAS  EEERGE PCEFDIREMR T2
WELH 80 2(2.50) 0(0.00) 3(3.75)
XHIEZE 38 9(23.68) 5(13.16) 1(2.63)
Paiz] 11.286  7.989 0.053
P1i 0.001 0.005 0.818

PSR R RN o R TR RIS — G5 1 )
B I 1 e I 4 W AR TR N1 A R F i
EEL 200 6 5 G, kA 8 R B N, I 8 X ST Y
WERPEH o TL-6 BYFE P 23840 A 8h+ XS A%
iR 22251 5 sJTA ARJmAH DG, T IL-6 A 5 HAZ
RIE W IL-6/IL-6R/gpl30 7~ R 2 G WA REdt A7 55
L5 BTG A FPEE R 2635, I T Ik L 4 Al 7 L5y
168 Thi7 400, 2 5 4 5 R RN, PR G GE £ 0 5
TL-6 SZ R K P-4 il TL-6 ik B —FATF iR .
TCZ 41 TL-6 32 1A {240 AR AL TGl W4 v [
B, A TL-6 5 B R TL-6 SZ AR ] i 1k
IL-6 2R B 45 A, BELIKT TL-6 415 (4 200 B P {5 53

& 5 0 TL-6 2B W~F 16, T & P ST R AE
™ 5T IR, TCZIRYTMETA T sIIA #2430,
ATTERL I NI R s A K, IR T 2R e
e K 2 MRR Y . AR R B, TCZ ik
J7 sJTIA BA B ROR . TCZ vl i i HLA IL-6
() A5 O S E SR, [ R B 400 6 1 5 40 i 4
b B B W, 920 G T S AR IR, DA T A A8 % i
SITA JULSEAR o sTTA SR LE A ROR YT 5 il it
NG A B O R nT B s . AR GRS R
THE R R AT i He R R, B TCZ 25 4
FARIE . BT LA IL-6 /KR -5 H = A A e
] BT ¢ , TCZ 5 IL-6R 454 ) , HAR 26 VE Bk
TR e RAE ARAR BN 2 %, (H IL-6 K P IF A 237 B
T FE AR EEAAT PR IL-6 KAl i T 46 T L
57 R0R To H AR SMEAN TR I R E— 2 TR AR ST o

Th17 4 {2 s RAE R v &, I 5 B B et
PRI W RS g o VI AH O Treg A M R 226 e
REGOREE IR A B gt Em &R AR H S
JEMAZ G RE™ . WFFE &I, sTTA &5 Th17/Treg
KAV, B2 sTIA 1 ShEERG I, &2 )L Th17 40
B HE ]\ Th17/Treg (HIB Wi T+ 5 , Treg 40 MY Ho 5l 2
T RAR AR, R 30 o LA A ARG I T B 155 0 sl EE L A
11 A AR W RNR T S it de S RS T A
RN AR 208 2 R IR £, i 142
o A MR TSI , AT & G e A E o SRR
FERTIRTY T A0 OAE K, 4 Th 4081, TCZ BE
S TL-6 A= 4T 1 , 98T R e Ak A K -8
(TGF-B)175'5:11) Foxp3 &k , fE i Treg 531k, IF]
i B AZ IL-6 . TGF-B 53 1 4k A FRAH AL AZ 14
(ROR-yt) (Y25, 37 Thi7 4080501k, Rk , A 2k 4k
FF Th17/Treg P17 , &35 LG BE T fE

25 b, TCZIRYT sIIA RUR B 3, Be A 0k e i
JLRAE , A5 WL e gE Dy fig , v/ e i, B
LR .

2% 3k
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7V LR A BEZR IR % VEGE . Cyclin D1 J% E-Cadherin
TGRS G B AFFE G &

b BEEN ZRAUW

(7 ZE] BB HI5/NLO B EE AR (RB) ZH 21 b i i & N 82 2B K 7 (VEGF) | 41 it & 3
&1 2 1 (Cyelin D1) }2 I [ 45 %) 5 1 (E-Cadherin) 35 & 5 A SR HARER R . ik BB
2017 41 H % 2019 4 1 H R 55 41/ L RB 2L ZUREA K IE 5 400 W IR 20 2R AR, G e 414k SP vk 4G 5
%}t VEGF ,Cyclin D1 } E-Cadherin k15 L , 43#1 VEGF . Cyclin D1 &% E-Cadherin FEik A1 & =38 45
HHILALURIEIER AR, G864 5 WoR ,RB ZH41H VEGF , Cyclin D1 35 B
B2 TR LM B2 21, E-Cadherin 3R 35 W E 0T IEH LML 21, 22 54 G124 5 L (P<0.05) .
Spearman A JE A>T 45 B 7% , VEGFE . Cyclin D1 } E-Cadherin 2835 f£7E 1IEAH 6 M (P<0.05) , RB LA
[ 3] A% BRI VEGE | Cyclin D1 B E-Cadherin 2235 FHHE R Fe i, 22 3 B GEH2E 3 X (P>0.05) ; AN [H]
RS B I R A3 B AR R0 R HE 4 3 RB &L VEGF . Cyclin D1 & E-Cadherin 3% ik FH P % [t
B, ZRAGIEE L(P<0.05) . Cox 2 HZE 43 g R bR | i PR3- 18R &y b 2R AR 2 8 VEGF
Cyclin D1 75263k M E-Cadherin £ 33k N 8 0 S A E A9 RIN &K (P<0.05) ., 451 VEGF . Cyclin D1
FH 223585 | E-Cadherin B GA BT, /N JL RB I X0 P A5 52 w9905 86 2% |, #4651 VEGF | Cyclin D1
J B-Cadherin 5 B F RB BJLIRTE AR
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Expression of VEGF, Cyclin D1 and E-Cadherin in pediatric retinoblastoma

and their relationship with histopathological characteristics

WANG Ling ', MA Xuelian**, WANG Qiming’*

(1. Department of Ophthalmology, Maternal and Child Health Hospital of Qiaokou District, Wuhan, Hubei,
China, 430030; 2. Department of Laboratory Medicine, Dongying District People ’ s Hospital, Dongying
City, Dongying, Shandong, China, 257000; 3. Department of Ophthalmology, Union Hospital, Tongji
Medical College , Huazhong University of Science and Technology, Wuhan, Hubei, China, 430022)

[ABSTRACT] Objective To investigate the expression of vascular endothelial growth factor (VEGF),
cell cycle regulatory protein (Cyclin D1) and epithelial cadherin (E-Cadherin) in pediatric retinoblastoma (RB)
tissues and their relationship with histopathological characteristics. Methods 55 tissue samples from pediatric
RB patientsand normal controls were collected in our Hospital from January 2017 to January 2019.
Immunohistochemical SP method was used to detect and compare the expression of VEGF, Cyclin D1 and
E - Cadherin, and analyze VEGF, Cyclin D1 and E - Cadherin expression correlation and the relationship

between the three indicators and histopathological characteristics of children. Results The results of
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immunohistochemical staining showed that the positive rates of VEGF and Cyclin D1 expression in the RB
tissues were significantly higher than those in the normal retinal tissues, and the expression of E-Cadherin was
significantly lower than that in the normal retinal tissues. The difference was statistically significant (P<0.05).
Spearman correlation analysis showed that the expression of VEGF, Cyclin D1 and E-Cadherin were positively
correlated (P<0.05). There was no statistically significant difference in the positive rates of VEGF, Cyclin D1
and E-Cadherin expression in children with RB in different genders, ages, eye categories (P>0.05). However,
there was significant difference in the positive rates of VEGF, Cyclin D1 and E-Cadherin expression in children
with different differentiation, clinical stage, optic nerve invasion and pathological stage were compared with
statistical significance (P<0.05). The results of Cox multivariate analysis showed that the higher the clinical
stage, the higher the degree of neurological invasion, and the high expression of VEGF, Cyclin D1 and the low
expression of E-Cadherin were the adverse factors affecting the survival of patients (P<0.05). Conclusion
The higher the positive expression of VEGF and Cyclin D1 and the lower the positive expression of E-Cadherin,
the higher the malignant degree of RB tumors in children, and the worse the prognosis. The detection of VEGF,

Cyclin D1 and E-Cadherin expression is helpful for the assessment of the condition of children with RB.
[KEY WORDS] Children; Retinoblastoma; Vascular endothelial growth factor; Cell cycle regulatory

protein; Epithelial cadherin

AL X SR 4 Jifd 988 (retinoblastoma, RB) Oy JL 2
KR FRA R 1 — SR G I AN URE R LA
338 W™ s S e MR LR AR A At R
A5 2B TR A I 5T At A e i i e A% ok e ep
Y BRI 2R, IS A 2 2E K R (vascular endotheli-
al growth factor, VEGF) 2y €4 1) f5 5 (2 i 4571 B A
FZ— AR & A R e h B AR
21 Jig J& A 9455 2 1 D1 (Cell cycle regulatory protein
D1,Cyclin DD)Z 5 T 485 1] G1/S W54, 5%
oo Jifr g ) A LR R B DIAR G B SRR A
(Epithelial cadherin, E-Cadherin) F £ 2 1% H AT
i 8 240 it A 22 5 B B D R, O 5 22 Tl i ogg i g =
T8 G R 53 0 bk L S5 5 R UG . B, A T
VEGF , Cyclin D1 }% E-Cadherin 7£ RB & JL P&
R B A 55 1 AN 2 0L, RB LR 4141 VEGF |
Cyclin D1 %% E-Cadherin kK% F RB LAY
Wr PG FHUS 20 B ol BEAFAE BN E . AR WTSE
%t RB 2 JL VEGF, Cyclin D1 }2 E-Cadherin 35
BHAYRPRAER SCRIAT T, BRI,

1 ABSHE

1.1 — R

PEHUA ¢ 2017 4F 1 H & 2019 4F 1 A W4y 55
B/N L RB 41EUREA , A AR i - (D34 Ry 0 HR 50 5
Q¥ 2 H R A 12 OBIER BILE S R &
2B R ETAE B HEBRPRE : OF I+ HAlh
HR P 5 QI R 7 Ak e 2 2 5 AR A 25 T T

1 o8 U I 58 4 5 @A I A ™ H 5
BILER 5 N A 2 8%, F1(2.8£0.6) %, 5 30
i, 2 25 %), 22 HR 29 4], A7 IR 25 4], 431k 35 f
KAk 25 B 5 42 AL M 28 36 1], RAZ AL 25 24 9]
I R 43 0T HIR P9 A= 300 7 6] B P e 384 15 10 28 i)
R &1 3% 1 20 441] 5 955 2453 191 RO A Cfih 98 240 A 522
B AE AR HES ) 5 41 R1 (2B 953 41 42 2 1E
AR HES ) 1 27 1] \R2 19 (22 55 i e 4 i 522 46 1
GARHES ) 23 41, FFHL 55 191 5 LR 55 1E H PR 0o i
AUE ] IR, ASBIFGE UG S 2 A0 B 25 51 4tk ofe
i,
12 FHik
1.2.1 WA EERE ST

it i A RB 20 R B LA RSB A% o
PRI B G PR 0300 P 2242 A0 R 5 G L 300 45
g
1.2.2 gk A e

B 8 41 Ak e 4 35 K U VEGF | Cyclin D1
E-Cadherin 3% , Ui R3 2H 29 % 9 55 1E H A0 0 Ji5E 44
VR RAT IS 4 pm ST R, HRUBOK  BTRE
5. IMA—HUR =31, 37°C W5 40 min, DAB HL{%
30 s, IR ARKEZ YL, B 7 B T %% . VEGF,
Cyclin D1 2 E-Cadherin 4% {725 5 3% 9 ok 20 ifd 5 5
YRAZ P YL o BRI S5 FH A
BT BENLEE L 5 4> S A5 B LT | A0 Ay BH 44 40
BOA 43 He<5% M BAYE (=) , 6%~25% 55 B4 (+)
26%~50% K BHYE (++) ,>50% F5if FHE (+4++) .
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1.3 Gt

K H SPSS 20.0 Giit2# 8k 4 47 5s o3 4, it
BOGERA n (%) 37w, AL FLECR H ¢ K56 ; Spear-
man K 55 53 AT 45 5 AR AH Sk | Cox [B]IHAL A 4347 45
(AR5 RB BILTUG I E R, LU P<0.05 H2ZEFH
Gt E X,

2 H#HR

2.1 IEF ML 415 RB 414! VEGF ,Cyclin D1
J% E-Cadherin Fik 15 It L4

Gk (25 1 i RB 4141 VEGF Cyclin
D1 3k FHM: 335 ) 2 5 T 1F B L B4 21 (1 3
ik ), E-Cadherin &3k i I T 1E 5 WL B ZH 2 (fiIk %
iK), ERA AR L (P<0.05), WWE1FIEk 1,

A B C
¥ : A .B.C43I2h VEGF . Cyclin D1 }% E-Cadherin 4 {625 %
1 RB#H% VEGF,Cyclin D1 % E-Cadherin %% %% 4
L (SP,x200)
Figure 1 Immunohistochemical staining of VEGF, Cyclin

D1 and E-Cadherin expression in RB tissue (SP,x200)

*x1 EEVMEMALSRB AL VEGF.Cyclin D1 K
E-Cadherin RiXESR LR [n(%) ]
Table 1 Comparison of VEGF, Cyclin D1 and E-Cadherin

expression between normal retinal tissue and RB tissue

[n(%)]

IEH A

s ok 4H 41 ‘

Eiskan EP W42 RBZZ  #H P{E
VEGF 31(56.4)  7(12.7)
16(29.1) 10(18.2)

++  6(109)  20(36.4) 36881 0.000
+++  2(3.6) 18(32.7)
CyclinD1 - 12(21.8)  4(7.2)
+  37(67.3)  9(16.4)

++ 5(9.1) 27(49.1) 18.4180.000
+++  1(1.8) 15(27.3)
E-Cadherin - 0(0.0) 10(18.2)
+ 4(7.3) 26(47.3)

++  9(16.4) 8(14.5) 11.000°0.001
+++  42(76.4)  11(20.0)

2.2 RB 4% VEGF,Cyclin D1 /% E-Cadherin %35
FHOCAE 3 B

VEGF . Cyclin D1 Z [A] f7 78 1E #H & 1, 22 5
H Bt & L (P<0.05) , VEGFE ., Cyclin D1 4 5

E-Cadherin Z [AfF7E AR CME , 2R A ST FE L
(P<0.05). WLz 2,

£ 2 RB#HZ VEGF.Cyclin D1 & E-Cadherin %&i%
BXMES
Table 2 Correlation analysis of VEGF, Cyclin D1 and

E-Cadherin expression in RB tissue

sk VEGF Cyclin D1 E-Cadherin
7N

" Pl P rf PI rfi P
VEGF - - 0.524  0.000 —0.493 0.000
Cyclin D1~ 0.524  0.000 - - -0.508 0.000

E-Cadherin —0.493 0.000 -0.508 0.000 - -

2.3 RB f#JL VEGF . Cyclin D1 } E-Cadherin #ik
554 20 BRARAE A O R

RB LA [F M5 L AFE 6% IR %1 VEGF . Cyclin
D1 J% E-Cadherin ik BHM R LA, 22 7 LG8 112
L (P>0.05) 5 AN [R5 A0 B I PR 43 199 93 38 53
W] P 22 JLFE E RB L VEGF  Cyclin D1 &
E-Cadherin 235 [HM R ILE, 2R A GIT2EE X
(P<0.05), W33,
2.4 Cox MIHZHER LA

I R 3 300 B vy L 28 4= 0 72 B MR L VEGEF .
Cyclin D1 BH 4 5 26 ik S E-Cadherin {32 34 BHYE A
R E EANARBEER(P<0.05), W34,
3 iTig

RB HA A B b SRR B i A, 2
B IR T OCIRZ SRR, 2 B —E IR
W], 25 5 K A LN SGr bR fe B e LA
el AL SR A0 R 22 3 B M 45 I Y K B L T
I A B K A 3 8 AR TR ok T S A A L AR R T
e SR A AR LR B HL I B AT R o8 42 B
B WFIEIA R T S PR AT i S PR ek Al o
] B2 SRR S R MR e R R AR

AW 57 45 42 78 VEGE, Cyclin D1} E-Cad-
herin 7£ RB g Bt F vp AT S ZLAE T . A0 ) s
20 MR 5 22 RS AR — R R R R TR
o A R B A e A A B b T T AR LA T K
T b A AU A T B SR Y T . VEGF iR
8 1M A8 A R PR R R ot A R AR ) S A
HER T, S 2 Bh SRR kAR R R ) G
Cyclin D1 A [z B4 i J&] 391 25 Ak i 285 11, A 240 )
) 1E 7] P8 #2 [, Cyclin D1 3238 5% % LR ] &
L SN A T P A B i, DT UM 1
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%3 RBZJL VEGF.Cyclin D1 % E-Cadherin &% 5H A RIBHFENER [n(%) ]
Table 3 The relationship between the expression of VEGF, Cyclin D1 and E-Cadherin and histopathological characteristics
in children with RB [n(%) ]

WiH VEGF Cyclin D1 E-Cadherin
\ [FH P4 Bk P [k FH [k
4 51 % 26(47.3) 4(7.3) 28(50.9) 2(3.6) 25(45.5) 5(9.1)
& 22(40.0) 3(9.1) 23(41.8) 2(3.6) 20(36.4) 5(9.1)
P! 0.022 0.036 0.102
PiH 0.883 0.850 0.750
AR <3 29(52.7) 5(9.1) 32(58.2) 2(3.6) 28(50.9) 6(10.9)
=3 19(34.5) 2(3.6) 21(38.2) 0(0.0) 17(30.9) 4(7.3)
P! 0.314 1.282 0.017
PiH 0.575 0.258 0.896
HR 5] ZEHR 26(47.3) 3(5.5) 26(47.3) 3(5.5) 23(41.8) 6(10.9)
iR 22(40.0) 4(7.3) 25(45.5) 1(1.8) 22(40.0) 4(7.3)
P! 0.313 0.859 0.259
PlE 0.576 0.354 0.611
AL stk 35(63.6) 0(0.0) 35(63.6) 0(0.0) 11(20.0) 9(16.4)
Kotk 13(23.6) 7(14.6) 16(29.1) 4(7.3) 34(61.8) 1(1.8)
P! 14.036 7.549 15.195
PE 0.000 0.000 0.000
I R 4310 AR P9 AR 4 2(3.6) 5(9.1) 3(5.5) 4(7.3) 24(43.6) 4(7.3)
AR =] 26(47.3) 2(3.6) 28(50.9) 0(0.0) 19(34.5) 1(1.8)
MR &1 e 40] 20(36.4) 0(0.0) 20(36.4) 0(0.0) 2(3.6) 5(9.1)
71E 25.419 29.580 15.963
P 0.000 0.000 0.000
9 B3 10 RO 1(1.8) 4(7.3) 2(3.6) 3(5.5) 22(40.0) 1(1.8)
R1 25(45.5) 2(3.6) 26(47.3) 1(1.8) 23(41.8) 4(7.3)
R2 22(40.0) 1(1.8) 23(41.8) 0(0.0) 0(0.0) 5(11.1)
718 22.514 22.927 25.665
P 0.000 0.000 0.000
LR Colv s S izt 36(65.5) 0(0.0) 36(65.5) 0(0.0) 12(21.8) 7(12.7)
FZAC 12(21.8) 7(12.7) 15(27.3) 4(7.3) 33(60.0) 3(5.5)
PAEN 15.197 8.173 6.795
P 0.000 0.004 0.009
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x4 Cox MAZEREFN
Table 4 Cox regression multivariate survival analysis
i [ B SE Wald 95%CI P

I AR 4334 0.813 0.438 5.124 1.115~4.561 0.024
PR ZEIEFEEE 0.921 0.214 18.522 1.651~3.821 0.000

VEGF 1.034 0.301 11.801 1.559~5.073 0.002
Cyclin D1 0.933 0.384 5.903 1.198~5.396 0.016
E-Cadherin -0.813 0.327 6.181 0.234~0.842 0.013

He o ATAESR, XFF Cyclin D1 FE R & A &
FIVE 32 2 2 T, 76 22 B0 M e 41 20 rp T
Kz 2 Cyclin D1 B3 & Rk . ABF5E P, 1
RB 41 411 Cyclin D1 & ik AH % F 9 55 1E 5 A0 X
IR £H 200 3 1K BH P SR 8 T . R ST R W, Cyclin
D1 75 £ 98 1 51 M 968 S5 8 i o e v K 4% i 2
YER, It 5 0 (L 12 B | 4 4027 28 55 2% U M
Kt

E-Cadherin b R A0 8 A R R0— 28, S
B ORI L R 20 - AR R R Y E A B, AR
UESE M E-Cadherin 1% % 35 0] {2 1 9 41 42 28
SRR R HLR MR E S T2
— AR E-Cadherin ik 7K V-5 & i
I AR AU M A4S L 2 43 ) 45 %85 D) AH OC , E-Cadherin
FRMAR, MR B m b R ) A5
45 9 7%, VEGF, Cyclin D1 22 8] 77 7E 1 A Xk
VEGF ., Cyclin D1 43 %] 5 E-Cadherin 17 7£ i #H 5
PR B HEARDLRIMS A i — 2P 5E . AR5
T - RB AR B sy, Mg 26 il A =425
oA R AT, 7558 AR A TR B e ) 4
& AR VEGFE #l Cyclin D1 F 55 , Fifi 5 g %% i
PLIAST IR B8 )1 12 W % AIK , E-Cadherin Rk W2
Mk, X487~ VEGE . Cyclin D1 #3415 2 E-Cad-
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VEGF ,Cyclin D1 } E-Cadherin /i RB & 4= & J& )
AR Z MAEAE A B OC R 3T A WA DL A T
5T, LA RB LB RIS MR RS %
25 | ik , VEGF | Cyclin D1 FH 1 2 1k M
E-Cadherin FH 4 2% ik 841 , /) JL RB i 8 8 M 72
B L T B 2%, &% ] VEGF | Cyclin D1 J%
E-Cadherin Z 1547 B T RB UL 1E TFA
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CML. Asprosin 55 2 BUBE IR 4 20 Pk s RERE AT
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R RO I &
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CML J% Asprosin 7K [T fa s R . logistic B 7347, $£78 CML ., Asprosi A FR I F2 . FPG \HOMI-IR
B s sh Bk AR fE B I 2K . 8518 T2DM A I+ S s ik ok R ik £ 35 CML . Asprosin & % T}, $i7R
WG EE ARG, 30N B0, e i S sh Bk AR AL i & 2E IF R
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Relationship between CML, Asprosin and carotid atherosclerosis in type 2

diabetes
LIU Shuyuan, CHEN Xiaomin*
(Department of Endocrinology , Zhongshan Hospital, Xiamen University , Xiamen, Fujian, China, 361000)

[ABSTRACT] Objective To investigate the relationship between serum Ne - carboxymethyllysine
(CML) and Asprosin levels and carotid atherosclerosis (CAS) in patients with type 2 diabetes (T2DM).
Methods 135 patients with T2DM were divided into the carotid atherosclerosis group (CAS group, 79) and
the non-carotid atherosclerosis group (NCAS group, 56) according to carotid ultrasound examination of carotid
intima-media thickness (IMT ), another 60 healthy people were selected as the control group (NC group). The
clinical general data and blood biochemical indicators of each group were compared, and the serum CML and
Asprosin were detected by enzyme-linked immunosorbent assay (ELISA). The correlation between CML and
Asprosin and other indicators were analyzed by Pearson correlation analysis and multiple linear regression anal-
ysis. Logistic regression analysis was used to analyze whether CML and Asprosin were risk factors for carotid
atherosclerosis progression. Results (D In the T2DM combined with CAS group, CMLand Asprosin were
significantly higher than those in the T2DM without CAS group and the control group. And the non-CAS group
was significantly higher than in the control group. The differences among the three groups were statistically sig-
nificant (P<0.05). (2) Pearson correlation analysis results showed that there was a positive correlation between
CML, Asprosin and the duration of diabetes, FPG, HOMI-IR, TC, TG, LDL-C (P<0.05). The multiple lin-
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ear regression results showed that the course of diabetes, FPG, HOMI-IR, TC, TG are independent risk fac-

tors that affect the levels of CML and Asprosin. (3) Logistic regression analysis showed that CML , Asprosin

and the course of diabetes, FPG and HOMI-IR were all risk factors for carotid atherosclerosis in patients with

type 2 diabetes. Conclusion CML and Asprosin are significantly increased in patients with T2DM and carot-

id atherosclerosis, suggesting that glycolipid toxicity and oxidative stress lead to endothelial damage and pro-

mote the occurrence and progression of carotid atherosclerosis.

[KEY WORDS] Type 2 diabetes; Carotid atherosclerosis ; Ne-carboxymethyllysine ; Asprosin

2 RUBEPRI% (Type 2 diabetes mellitus, T2DM) Ay
AU T AL g o IS 9 5 1) ™ T B N S fkt e
1) — & N I3 WA , HLAE Th 2 4F R b 00 R4
1, VLA RIF 5T R W3R [ T2DM A& A 2 il - 454k
fEaE . T2DM Z2 80 I JC A Rtk | Bl o e 17
RIEAAR P 3 W Qi 5 1 B n =, ] 5 | & S 45
AR A KM AE R AR ) R A . BB ik ks A A Ak
(carotid atherosclerotic sclerosis, CAS )& S E T2DM
IE R MRS I EE SR R Z—, Skl fd
TR R A 5N B DIREZE AL EALR A G, Ne-#R
FH B 22 1% (Ne-carboxymethyl lysine , CML ) AP
LR, S HUAR AR ORI 5 P - R s A
EEVIRRY WA R CML S5 T & A
AL &Y, FEE (Asprosin) EZLR A H A E
M, T2DM BB YICR" . A&
W5EXT T2DM % CML . Asprosin 7K B4 740, L)
Tfi# CML ,Asprosin 5 T2DM & CAS LR

1 ABESHE

1.1 — R

FEHL 2018 4F 1 H 2 2019 4F 1 A TABAEBEIA
71 135 151 T2DM £, AR 44 251 8 Jik R 75 4 2 33 8
Jok P o 2 JER R (IMIT) 435 SR 2 75 77 76 #1 3h Jik 585
FE A Ak CAS (IMT=1.0 mm =% (F1) A 1 L4 K
He) 5y CAS 4 (n=79) M1 JC CAS 41 (n=56) , 7
T HCTR] Fsf U A 44 1 1 DG TR P W T 2 1 719 60 f9) ik
RS A Ry X B2

9 AFRUE . 554G WHO 5E SLIF) T2DM 2 Wiks
HE s XA B 58 I R 0T 2 3 TR AR =
18 %/, I KRBT RE 56 3% | RS L & 58 AL 5% . AT
FERTF AR BE e R P2 i bl i o HERR A5
T 1 RUBE DRI LA P 53 DA s Pl BOE ks I DR
o AR T2 2 AR PR (R 8 PR B ROIR 5 T SR
JEE DR R AT R TE LT B 52 P 5 g A
o8B BRI | SCH SRS BRI
TCEFL A 5E UL FE 4 o 3 AL AP0 AR RS AR

S W s BMI S — i R LR, 25 S SR
E L (P>0.05),
1.2 Jiik
1.2 gl 5

I WEFER R 258 i 52 E A SONOS 5500 %
8 2238 W R 2 W TR R A, ORI,
PRKATAE 7~11 MHz, % 2645 P30 5518 ik 43 Ak iz
Ui 1 cm AR5 BE A 4 A s A 70 35058 2 ik )
BE N R 2 R RS, DL ZE A PR RABLHE A AT
1.2.2 (i fedaprAs il

JIT A W 5T X S 5 mL 43 HE # Bk, 3 000 1/
min .0 15 min 43 & L3 , ~80 CARAFTFI . R
H 37 7600 4= [ 8l A A6 53 7 A S AN 2 e 22538 71 Al
& B [# P (Total cholesterol, TC) . H 1 = fig (Tri-
glyceride, TG) . /5 % & 5 &5 H 1 [& 5 (High density
lipoprotein cholesterol , HDL-C) . fIk%% £ Jig £ FH JIH
fiZ (Low density lipoprotein cholesterol , LDL-C ) | ##
k. 1fit 21 % H (Glycated hemoglobin, HbA1C) , =5 Jiff
ML ¥ (Fasting plasma glucose , FPG ) , fiff X 6 322 W ¥
% (ELISA) il %€ CML } Asprosin 7K, 3571 & )
DAY TRA AR . TSR R
& B AXEF UL T 25 TR
1.3 Seit et

KT SPSS 19.0 Ge it 3R A AT £ 704, 714k
TR n(%) 3 R s iH i woBHH (v £s) 3R
7N, P T) LR ¢ 3, 22 401 ) AR FH B 1A
F 7 22500, AL 18] L H LSD-t A6 56 5 AH S 1 20 By
K ] Pearson i % ; £ 7T £k 4 [ 19 43t CML .
Asprosin [ 3 37 5 W [ 2, 4E 454 — M logistic [7]
VA 3B 2 ok ks 1 R Ak 53 28 8 1 ik 57 fE B PRT R
P<0.05 42557 BAGEH 7 Lo

2 H#R

2.1 3 4Im IR — B Rk M AR A FE b He g
3 G WF 5T X G A AR S LR s WA R
BMI b 22 R LG T2 L (P>0.05) ; T2DM &3+
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CAS %1 DBP,SBP .FPG . TC . TG ,LDL-C . HbAlc,
HOMA-IR .CML } Asprosin i 35 & T NCAS 41 il
NC 41 ,HDL-C 2. &l F NCAS H MINC 4, 2 7 H.

B4t 2 L (P<0.05), T2DM &3 CAS 41 3%
B R 95 TR 5 3 = T NCAS 41, 22 R B 412
BN (P<0.05). W#F1,

®1 3AERK—RIRRMAELIEIRILE [2(%), (xxs) ]

Table 1 Comparison of general clinical data and blood biochemical indexes of 3 groups [n(%), (x+s) |

HE NC 4 (n=60) NCAS 4 (n=56) CAS 41 (n=79) Fly P
PB4 32/28 30/26 43/36 1.059 0.589
() 56.0+3.9 57.2+3.9 59.3+3.7 1.083 0.190
e (4F) - 3.7+1.9 7.4+0.9 7.937 0.015
PRI (%) 12(20.0) 11(19.6) 16(20.4) 0.026 0.871

W JH 5 (% ) 16(26.7) 15(26.7) 22(27.8) 2.011 0.181
BMI (kg/m?*) 24.5+2.9 25.5+2.6 26.2+2.2 4.444 0.132
DBP(mmHg) 74.3+4.9 80.2+7.9° 88.9+7.7% 6.390 0.038
SBP(mmHg) 121.2+7.3 130.2+11. 4 138.3+11.8" 7.325 0.032
FPG(mmol/L) 4.8+0.8 8.2+1.7" 9.6+1.4" 17.869 0.009
HbAlc(%) 5.2+0.7 8.4+1.4" 10.62.4" 13.829 0.001
HOMA-IR 1.9+0.5 4.7+0.9* 6.8+1.8% 18.123 0.000
TC(mmol/L) 4.420.3 4.7+0.3" 5.1£0.2" 14.437 0.026
TG (mmol/L) 1.5+0.3 1.9£0.4* 2.2+0.4" 9.996 0.018
LDL-C(mmol/L) 2.420.2 2.6%0.3" 3.1£0.6" 7.671 0.023
HDL-C (mmol/L) 1.4+0.3 1.2+0.3 0.9+0.2* 10.312 0.009
CML(pug/L) 16.3+1.7 32.2+3.7° 54.1+5.5® 45.447 0.000
Asprosin(pg/mL) 176.4+23.6 253.5+24.8" 355.1+40.6® 26.832 0.008

T SRR LA, "P<0.05; 50 CAS 4 b, "P<0.05,

2.2 T2DM & CML . ) Asprosin 5 lIfi K 4% 48 5
YA G 3 AT

AR M85 SR, CML , Asprosin 2 [1] Jf- 5 IR
¥R A2 . FPG .HOMI-IR . TC . TG .LDL-C .HbA1C f¥
TEIEA G, 2 R A Gt L (P<0.05) . W32,

F 2 CML Asprosin Sl R ZFIEFREIE X E D T
Table 2  Correlation analysis of CML, Asprosin and clinical

indicators in Patients

CML Asprosin
ES

rfl P1H rfl PAH
CML - - 0.501 0.016
Asprosin 0.501 0.016 - -
WE R 1 0.551 0.008 0.582 0.017
FPG 0.467 0.009 0.470 0.010
HOMI-IR 0.709 0.004 0.740 0.000
TC 0.514 0.025 0.533 0.019
TG 0.486 0.021 0.546 0.001
LDL-C 0.467 0.036 0.486 0.007
HDL-C -0.496  0.097 -0.512 0.081
HbAlc 0.538 0.026 0.603 0.019

2.3 T2DM i # CML K Asprosin 5 #H 5 M 45 5
SEves g eatil=5 g

433 LA CML ., Asprosin A R 28 &, DIBH FRI
# .FPG .HOMI-IR .TC .TG .LDL-C .HbA1C i H %%

ENE I AIVES 7 I = B [ s s T B 1A
7R BE R RE . FPG .JHOMI-IR .\ TC . TG . ¥J Jy % 0l
CML & Asprosin /K7 fERE R E . ULk 3,
2.4 T2DM 8 35 1 8l ik ofs A Bl Ak G B KR 1Y
logistic [A] ) 534t

DL 5 A I 350 30 ok o A B b o TR AR o DU
CML . Asprosin , ¥ /i Ji% 9 72 . FPG .HOMI-IR . TC .
TG .LDL-C >4 A 283t , #17 logistic [0 I3 537 , 45
i 7R CML . Asprosin 4 JK %5 9% 2 . FPG . HOMI-IR
S E kiR fL A AR M fE R R R . LK 4.

3 it

T2DM 5 KMV R A2 1 — ELR e A Jig , ]
F e RSNk A, T P A A3 ARE BRI
I FECRNMERS D O UREZE S5O il 158 2 1Y
KA BRI, HATX T T2DM 835 818 Ik ok A Ak
55 I A8 5 28 1Y) 3 JRe i = A 80 43 1 TR AR R )
AW ST UESE Y B B 3 b 285K 77 ) (advanced
glycosylation end products , AGEs ) 7E 2fj Jjik 545 £ fifi £k
HAEAE VR ] . AGEs il i 5 52 1K 45 & 0%
NF-kB # s K 715 5 % T %, 412 1 58 1 240 L 26
BIF, 185 00T PAY S 00 e 3 5 A, DAL TG i A B B g 2R 1A
FVILAE PN B2 RAE A , e 285 B30 kol FE i AL B
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%3 T2DM E#& CML. Asprosin 5 X M5 & L& B 345 47

Table 3 Multiple linear regression analysis of CML and Asprosin correlation indicators in Patients with T2DM

eIk = B S.E. ORI 95%CI P
CML Wl PR g e it 2.108 0.069 2.961 2.930~2.991 0.003
FPG 0.737 0.209 2.074 1.380~3.116 0.0160

HOMI-IR 1.138 03.629 1.149 1.042~1.506 0.000

TC 1.632 0.736 5.136 1.217~21.596 0.022

TG 0.971 0.308 1.350 0.552~1.809 0.000

Asprosin W R 9 1 1.906 0.675 6.736 0.716~1.406 0.003
FPG 1.034 0.301 1.352 0.552~1.816 0.016

HOMI-IR 2.186 0.587 8.862 0.315~3.138 0.010

TC 0.874 0.273 1.321 0.573~1.726 0.031

TG 1.850 0.576 6.406 2.083~19.719 0.001

F4 T2DM BE Fh Bk RN B E E M logistic BT 97
Table 4 logistic Regression Analysis on Risk Factors of CAS in Patients with T2DM

ES B S.E. wald {8 OR1H 95%CI P

W DRI o 0.308 0.066 13.432 1.534 1.857~2.792 0.021
FPG 0.461 0.123 17.480 2.355 1.660~2..994 0.005
HOMI-IR 0.165 0.297 11.421 1.209 1.072~1.276 0.026
CML 0.532 0.117 28.974 3.136 1.266~1.586 0.002
Asprosin 0.490 0.218 18.217 2.358 0.996~2.363 0.004

. CML NAUAE A AGEs Z— , HF5EiE s H S
o L AR IMT LA SO s 2 U A8 R PR
FEE 0o R CAS AR VIR R, 76 CAS W iE
HA — 7 B AT A (E . P, CML 1] 6k
T 2 kR RERE AL A R A AR S . ARBFIT S
/R CML 5 T2DM i gl ko B AL 1) % 2E & e
eI 5 . AR LDL il i 51405 N i 4N i i3
BRENET S 5K & A L

T AR AT WA R 0% 15 20 27 A i
KB oM B FEALIA RE o A0 b B d 24k
F . T2DM 5 17 B S 19 8 15 25 53 W S5 5 R Jige
5 RARPU, R A [R)RR B2 1 AR S5, n o Ji
B ZE AL, ML JF T2DM kAR R . BRI 44
SRR JEE PR NI R EZ MR 4
JiL R ok 4 R LA R RS . B ST IR
S g I R s ZE KT, HRTER A i kG sk A
B 2R U /b nl S BORR 5 ZE H, R g B I A
T2DM [ &I AL e B ZAE . ARWFIT 45 SR
7~ Asprosin NMY S5 T T2DM & i il # , B8 1
T2DM i # & £ CAS B9 AU o Asprosin i i JLAF:
B BB — A LA IR A 32 R0 28 00 8 B A 1 R
T, B ELF4EE A 1 (fbnl) 6 A B Hh 21 (Fk
BT 65 FAMNEF 66) 4, 32 H @15 I 4148
TERS B B A AR 205 8 7R IR
N, 28N REEAAE B 2 BB PRI B it 5

WA B TP ML Asprosin 7K $47 % {8 B ERH
Fromg o RS AR A — 5 TR R K
PUIRE T , MUK Asprosin 555 BRI Asprosin 7£
AL R A0 MR L A8 R AE S W % Bl ok oA
FEREAIE Ry 2ok A5 b B AR ] . ARBETE 4SS
27K, CML . Asprosin 5 T2DM J & CAS H & K1
K MR A MR & R AP TAEE A AR

Zi I firid , T2DM [ 3% CML ., Asprosin 5 5
BE RIS LA VA OC , JF S B T2DM /2
It RSB K FERE ALY & A & g . X T2DM f&
# CML . Asprosin £l 1] £ & T2DM & P-4/ 4
g B AR K ST S 351 B0 Ik ok 5 5 Ak A 2 it
Ji& 1A SRR
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D- " RRIE A ik 5 o Bk 0 P o 1 i S H i &
JBET - AR VAL

XM FHE TR

[(# ZE] HH %K D-ZRK(D-D)BA M #L ) B (TEG) %2t i i (AICH) £ 9 1 23k
PR BT I . 3% SRR BE 116 191 AICH 51 R BFFE 4L, 5 il BIL 36 5 ) 300 4 e 14 46 5 56 1]
YERXT IR o B PN T D-D . TEG 24U, 43 M L iR H5 b5 %t AICH Jp 15 PFAk A 7 45 J= #5000 49 4
LR s D-D RE K AE HREE R AT 240 R b i > /N i e s B >3 R4, o ) MA {E . CIE L
ARSI A FT AL R </ LR <X R, 25 A Gii 2R L (P<0.05) s AICH SRR TE R 5
1% D-D \R{H K fH .o /1 MA { .CL{H W HHIC, 22 54 G it 2% 8 L (P<0.05) ; A5 438 T 3 1L 3% D-D .
R KESTEFEE . o i MAE. .CHEMTAERFEE, ZRA 5T 5 L (P<0.05) ; AICH £ Il
% D-D 5 R . KIHBAEEMHELR, 5ol MAE CHERIEIEAM LR, 2 H R FE L (P<
0.05); [fi.# D-D 5 TEG S K {H . MA {EIA T AICH HE I8 745 R4k F i fL(AUC) 5 0.899, K
T HRPREA—TN A AUC, BB TN Y B AL U E 1 95.24% e 57 R 83.16% . #5135 D-D . TEG &
5 AICH BB FEAAAE R VIR R, WA e B IR T 45 5 W0 J T 2L 5 o A (L

[EgR] Ak, D-Z3RE; Ay & i BITEs R

Evaluation value of D-dimer combined with thrombus elasticity chart on the

condition and treatment outcome of patients with acute cerebral hemorrhage
WU Kunpeng*, WEI Cheng, HE Tong

(Department of Neurosurgery, Laibin People’s Hospital of Guangxi Zhuang Autonomous Region, Laibin,
Guangxi, China, 546100)

[ABSTRACT] Objective To explore the value of D-dimer (D-D) combined with thrombus elasticity
map (TEG) in evaluating the condition and treatment outcome of patients with acute intracerebral hemorrhage
(AICH). Methods 116 cases of AICH patients in our hospital were selected as the study group, and 56
healthy medical examiners in the same period were randomly selected as the control group. The serum D-D and
TEG parameters of the two groups were compared, and the value of the above indicators for the assessment of
AICH condition and the prediction of treatment outcome was analyzed. Results The results of comparison of
serum D-D, R value and K value: large bleeding patients in the study group>small bleeding patients>the control
group, and the result of comparison of « angle, MA value, and CI value: a large number of bleeding patients in
the study group<a small amount of bleeding patients<the control group, the difference was statistically
significant (P<0.05). The severity of AICH patients was significantly correlated with serum D-D, R value, K
value, « angle, MA value, CI value, the difference was statistically significant (P<0.05). The serum D-D, R
and K values of the deceased patients in the study group were higher than those in the surviving patients, and the
o angle, MA value and CI value were lower than those in the surviving patients, the difference was statistically

significant (P<0.05). There was a positive correlation between serum D-D and R value and K value in AICH
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Yedbs . ke R EETARERAZIN, S, & E 546100
*SEAZAEE  EELME , E-mail : wuzuer@163.com

it

=3



- 1462 - A TRWISIARIFAER 20204E 11 45128 451181 T Mol Diagn Ther, November 2020, Vol. 12 No. 11

patients, and a negative correlation between o angle, MA value and CI value, the difference was statistically

significant (P<0.05). The area under the curve (AUC) of the combined prediction of the K value and MA value

of the serum D-D and TEG parameters for the treatment outcome of AICH patients was 0.899, which was

greater than the single predicted AUC of each indicator. The best sensitivity of the combined prediction was

95.24% and the specificity was 83.16%. Conclusion

Serum D-D and TEG parameters are closely related to

the status of disease in patients with AICH, and the combination of the two has a high application in the

prediction of patient treatment outcome

[KEY WORDS] Acute cerebral hemorrhage; D - dimer; Thromboelastography; Bleeding volume;

Treatment outcome

Rl P es E ol KR e il IR =R & T P
4 Fi N L, i AR R A R AR Y 20%~30%
Hrp 2o i I C Acute intracerebral hemorrhage ,
AICH)FEFEF N 30%~40% , Je: B N A B 1 15 22
A L5 ATCH ¢ A= 1 it PR =38 5 fi 1L A5 1
o A8 O, W AR R BE I BL R SR S AR T
D- /& (D-Dimer, D-D ) j& — iR S R4, 1
FEIRIINEE S FE TR N I 45 4 2 (1 R e o R A 5
oS24k & B ML S B 2R s e g — AR ek
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TEG ) /&% TEG {331 I8 B 8] 1o R 17 T Jld i) 151
W AEGE M T Re Fefs (s gE s Tz, AT RAF R
WREE M D REAR S AR A ISR . BTk, A
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1 AHESHE
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FPEHL 2016 4F 10 A %= 2019 4F 10 A AP 116 4
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K1 WAH-MEBEER (0(%), (x£s5)]
Table 1 Comparison of General information of 2 groups
[n(%), (x£s5)]

W4 Xif B2 .

A (n=116) (n=56) il P
PR (&) 42/74 20/36 0.004  0.950
FR () 62.34£5.66 61.49+5.75 0.918 0.360
IR i (kg) 65.39+10.19 63.51+8.25 1.203 0.231
A IHRE (1)

O 18(15.52)  7(12.50) 0277 0.599
15 1ML 25(21.55) 10(17.86) 0.318 0.573
B PRI 11(9.48) 3(5.36)  0.397 0.529
A AR AR 45 (1))

p= 63(58.62)  30(53.57) )
i 48(41.38)  26(46.43) 0393 0.531
PR B ()

S 75(64.66)  34(60.71)

i 41(35.34) 22(39.29) 0253 0.615

2.2 [fi.i& D-D.TEG 3%
WIS IR 17 D-D R K AER T/
T R SR, o ) MA (B CUEAR TN 1
BH R ZE A G EE L(P<0.05), W32,
2.3 lili% D-D . TEG 24 5 AICH % 1E 2 B 1Y ¢ &
PL AICH ¥ 1% 72 &y IH A2 £ B I % D-D R
B KAH .o ffi MA H .CHEE R A28 5, 40 A Logis-
tic [a1 320 # S %, 1L D-D R {H K {H .o fi \MA

{6 .CI{E 5 AICH & i 5 12 A o 35 AH 5% (P<
0.05). W3,
&3 IMiED-D.TEG ¥ 5 AICH fRIF 2 EHIX &
Table 3 Relationship between serum D-D and TEG
parameters and the severity of AICH

AR B S.E. Waldly* OR 95%CI P1H

iJE D-D 1.774 0.528 11.286 5.893 4.279~8.116 <0.001
R{H  1.658 0.436 14.460 5.248 2.754~10.002 <0.001
Kf{E  1.570 0.511 9.443 4.808 3.158~7.320 <0.001
affi -0.6140.209 8.634 0.541 0.320~0.915 <0.001
MA{ —-0.786 0.234 11.284 0.456 0.237~0.876 <0.001
CIfH -0.5070.171 8.779 0.602 0.402~0.903 <0.001

2.4 EfFEBFA ST RE T D-D . TEG 34
PR A AR 1 AR BIR SE T
1% D-D \RAE K {H = TR H o i MA{E .
CHEM T AAF B #H (P<0.05), WL 4,
2.5 fHEME
Pearson A G TE/ T, AICH B 1L D-D 5 R
B KMEZIEMX, 5 o f \MA {H . CHE 2 7AHC
(r=0.645.0.620,-0.481 ,—0.554 . —0.629, P<0.05) ,
LI 1,
2.6 HL—TMHE
WRIEAAT B & 5T B & 175 D-D.TEG £

%2 IMiED-D.TEGSHELE (x£s)

Table 2 Comparison of serum D-D and TEG parameters (x +s)

21 n  IM¥ED-D(pg/L) RAH(min) K{H(min) offi(deg) MA{H(mm) CIHH
WhoEdl  REHmEE 42 344.49+82.25 9.77+1.02  4.5120.57  40.53x5.04  47.54+4.06  1.26+0.18
i IR A 74 246.77£70.39 8.75+0.93  3.24+0.48  48.18+6.30 55.11+4.47  1.45+0.22
popiizEs| 56 130.42+31.15 7.07£1.38  2.30+£0.41  60.04+10.20  59.26+7.13  1.63%£0.37

F1i 137.331 74.848 251.492 84.416 57.049 22.538

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

x4 EEFEEESRTEEMEDD.TEGBHLLE (x+5)
Table 4 Comparison of serum D-D and TEG parameters between surviving and dead patients (x +s)

4 n 1M D-D(pg/L) R {# (min) K {i (min) a ffi(deg) MA {H (mm) CI{H
R 95 211.49+63.35 8.53%1.12 3.28+0.46 46.51+5.39 54.44+6.31 1.43+0.25
T B 21 601.80+187.44 11.79+1.89 5.60+0.75 40.43+4.06 43.01+5.22 1.15+0.14

tHH 16.631 10.490 18.409 4.866 7.729 4.953

P1E <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
12 55 60 65 2.0

o 50 55 fé 60 15
£10 £45 B 55 N
E: 9 Ii‘“’ é :) g 50 %m
8 =35 ° 5
%7 ¥ ::.0 40 g 3:0 05
S0 100 200300 400 500 70 100 200300 400 500 0 100 200 300 400 500 S0 100 200 300 400 500 0 100 200 300 400 50
D-D(pg/L) D-D(pg/L) D-D(pg/L) D-D(pg/L) D-D(pg/L)

Bl 1 AICH ## & D-D 5 TEG B#H %1%
Figure 1 Relationship between serum D-D and TEG parameters in AICH patients
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BOK 221 ROC 14k, 7R 1L D-D il AICH
FBEIRYT 45 )5 1 26T 1 #2 ( Area under the curve,
AUC) KM 0823, W5 K2,
2.7 BEA T H

MR i B — T50 f i, % 5 1L ¥ D-D 5 TEG
ZH0h K MA {E 7S B, 21 ROC
28 R, BEA TN AICH BB 353897 45 )5 ) AUC H
0.899, 95%CI 4 0.830~0.947 ,Z 5t 11=13.214 , H £
o0 45 B B Ry 95.24% , S E h 83.16% . UL
K3,

100
80
60

D-D
40 CIfH

U (%)

KA
20 1}\{/1%@
Otﬁ
0 20 40 60 80 100
100 45571 (%)
2 I D-D.TEG ¥ % —Fill AICH B2F BT EB
HJ ROC

Figure 2 ROC of treatment outcome of AICH patients with

single prediction of serum D-D and TEG parameters

&5 & D-D.TEG 28 —Fll AICH B&igT & RMMNE
Table 5 The value of serum D-D and TEG parameters to predict the treatment outcome of AICH patients

EIERAD AUC 95%CI Z45iit BT B EE (%) RS EE (%) P{E
D-D 0.823 0.741~0.888 6.080 >375.99 g/l 90.48 70.53 <0.001
R{H 0.772 0.685~0.845 0.772 >9.79 min 76.19 69.47 <0.001
K1{E 0.708 0.617~0.789 2.927 >4.80 min 47.62 90.53 <0.001
aff 0.768 0.680~0.841 5.186 <42.20 deg 76.19 75.79 <0.001
MA {H 0.819 0.736~0.884 5.967 <49.64 mm 76.19 80.00 <0.001
CIH 0.780 0.694~0.852 5.473 <1.29 76.19 68.42 <0.001
o a ¥t ROC &5 &3, 1L D-D Hiill AICH &
w HIBRIT A R AUC Sy 0.823 , 24 Ho K S B 7 (1
s 375.99 pg/L I, T U 5 1k 90.48% , {ER 57 4L
{500 70.53% , A FFHE
WSS R AICH (7% TEG ZH( R {H . K {H
20
0
0 2w @ w0 10 S S e i YR 8 ] 0 2528 A, T 4 2 1 I

100-475+1 (%)
B3 I D-D.TEG SHEX &N AICH BEFIRT &R
I ROC
Figure 3 The combination of serum D-D and TEG
parameters to predict the ROC of treatment outcome in
patients with AICH

3 it
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LIS BB 2D 1. miR-34a FERZS 4RI R & XL

IRA KRREY KE

(3 ZE] B FF5E LA BN %N RNA (miR )-34a ik 028 RIG IR E L, FiE ik
£ 2017 4% 5 H 2 2019 4F 5 H W8] 76 AR e 422 32 8 il B Ak 7 B9 LI R 142 IR A FUIR R 4L, TR) 3 4
)it 35 86 191147 g S B ZHL, 6 01 79 2L 471 J& Il miR-34a 1438 34 7K 57 K% FL A48 5 £ 4 bel-2 . CCND1 . Notchl
M 2RIE K o FLIRIE BB 2328l B Ak YT K T ARIR YT J5 PPAl 9 B2 58 42 22 (pCR) , SR HI ROC 14y
B miR-34a XJ pCR I FLIM A . SR FLIRIEALAESMNE I miR-34a R BAKTALF X AL, 25 A 5%
T2 X (1=4.321, P<0.05) , AR T 2381 N 43300 6 PR 20 1 L Ki-67 33K 40 140 T A 3 L3, A1 I
miR-34a FIEIK V1Y HE, 22 578 G248 X (P<0.05) s FUIRIR 2 miR-34a Fak=rp (i BUR & FUR G kL
N bel-2 ,CCND1  Notch1 [ 235 7K - T miR-34a Fe 3k <2 B0 FLIR I £ % (P<0.05) 5 FLIR e 4 B i
B Aby7 AR R4S pCR & 4N Il miR-34a 1Y Rk KR T 145 pCR B, ZF A F T E X (1=3.660, P<
0.05) ;ROC £ 41 7%, SME Il miR-34a Fe3k X B4 B k)7 pCR B BUMNME . 458 FLARE B4
JE 1L miR-34a I FE 3K 555 BRI KBl B AR 7Y 780G , AR 7 RTAS U miR-34a Xf pCR HAT FUMAN{H .

[Esgim]  FLE; B Bifbyy s S8 2% M ; miR-34a; T

The clinical significance of the change of miR - 34a expression in peripheral

blood of breast cancer patients

WANG Qingyue, ZHANG Chenhui*, CHEN Yu

(The Affiliated Wuxi Matemity and Child Health Care Hospital of Nanjing Medical University, Wuxi,
Jiangsu, China, 214000)

[ABSTRACT] Objective To study the change of miR -34a expression in peripheral blood of breast
cancer patients and its clinical significance. Methods 142 cases of breast cancer patients who received
neoadjuvant chemotherapy in our hospital from May 2017 to May 2019 were selected as the breast cancer
group, and 86 cases of healthy people in the same period were selected as the control group. The expression
level of miR-34a in peripheral blood of two groups and the expression of bcl-2, CCNDI1, Notchl in breast
cancer lesion were detected. Pathological complete response (pCR) of breast cancer patients wase evaluated after
neoadjuvant chemotherapy and surgery. ROC curve was used to analyze the predictive value of miR - 34a for
pCR. Results The expression level of miR-34a in peripheral blood of breast cancer group was lower than that
of control group, the difference was statistically significant. (r=4.321, P<0.05) and the expression of miR-34a
in peripheral blood of patients with different T stage, N stage, clinical stage, Ki-67 expression and molecular
type was significantly different (P<0.05) ; the expression levels of bcl-2, CCND1, Notchl in breast cancer
lesion of patients with miR-34a = median were lower than those of patients with miR-34a <median in breast
cancer group (#=3.660, P<0.05) ; the expression level of miR-34a in peripheral blood of patients without pCR
after neoadjuvant chemotherapy in breast cancer group was lower than that of patients with PCR the difference

was statistically significant (1=3.660, P<0.05) ; ROC curve analysis showed that the expression of miR-34a in

AeMA R T Lt EFHHFEF AR A (QNRCO07)
Ve 45 R T2 PR A AR T AL I 05, 4% 214000
*BAZHE S SR RAE, E-mail : 1057210091 @qq.com
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peripheral blood had predictive value for pCR of neoadjuvant chemotherapy. Conclusion the low expression

of miR-34a in peripheral blood of breast cancer patients relates with the pathological characteristics and the

efficacy of neoadjuvant chemotherapy, detection of miR-34a before chemotherapy has predictive value for pCR.

[KEY WORDS]

34a; Prediction

LR g 2 TR R R Y Lo MR R
29 20% FLIR I B E B OIS I B 4 Kk e 2 R BRI
W, 76T ARHTHEAT B B AT I K iR T
F BV, 9K PR 5E 42 2% f#% (pathologic complete re-
sponse , pCR) J& WA filf B A7 SOR 1 2246 4
TR 55 Nk Meta 20 AT 090 & BB R BT 5
AT pCR 1Y FLIR IR FRE 5 47 B AR A7 R AN IO A A7
AR B T A RS pCR M, TR R S5 B
h, FORJE 8 BRAS A J2 VA pCR 19 & Ar i, (H 2 B
A — e YE o AR T AR RO T B AR T BT
YR BB R4S pCR MY FLRIE fR 3 X ik
i B B Ay i B B4R 53 S0, A i XS
ARI7 25 W) W SRR M 2 AT P RCR I R B R
Z Fh /)y RNA (microRNA , miR ) # 3IF 322 5 98 41
M7 UM B R . miR-34a & —FP HAT ]
JEAE FT R B RNA FLIRE i A Y miR-34a 1K
WD 3 38 miR-34a RS i LA 98 20 A ) 3
FEFRZE™ . R, ASBIE GO 53 b7 LR A A1
I miR-34a & 3% 5 Il PR 3867 AE B 8l Bh Ak o7
pCR WA ICHE , B 758 - $08 f B fLJ7 pCR 119 7
T bR AR P S A

1 RS

1.1 — sk

PEPE 2017 4F 5 H 2 2019 4F 5 H W R 75 A B 42
2 B AR TT ) FLR e R VR FLIR I 4L, A
P : D28 28 H 16 Kz 12 W hy 12 P LIS I PR 43
1 1B~ ; @4 3% TE 8% TEC J7 &85l B4k J7
I PR Ao 2 5T Ak 58 3 5 DA B8 LA ) 058 il
A HEBRARUE : DA LLAT 232 1 i ik yy s HAth bt
IR IR YY s QUT R S FLIH B s ORE A HoAh
P bR o5 50 oy B T) SO ARG, e B R B A R ot
WA . FLR e 4 3t 142 ), AR IR 34~64 %P1
(51.32+9.29) % , BMI (23.12+6.23) kg/m?*; %f B 41
I 86 i, 4 #% 33~60 % | F-34(49.95£11.32) %,
BMI ( 23.44+7.14) kg/m®, W44 ] — 5 %k} LA,
2SS TG L (P>0.05)

Breast cancer; Neoadjuvant chemotherapy; Pathological complete response; miR -

1.2 AN I miR-34a 28 35 7K B 46

L MR g 4H A6 R 4 1 AN R e Il A AR, R
FH miR #8548 3 & (b RAR A A dit 5
DP501) 43 2§ miR, 1Ml 5 & H miR cDNA i —4% &
BT & (AU RARA AL 415 KR211) #4 # k 1fi
2 IR 21 1) miR 5% 5% 8 cDNA, fJim 2 ] miR
P AR & (Jb Bt KRR AL L5 FP401)
TEDE G it PCR AT 38 it PCR A, 5217
S5 oRUE UG 2 IS BIE A BAE, DL U6 S N
%, 18 miR-34a YR IAE
1.3 FLIRIEH bel-2 .CCNDI1  Notch1 223k 46

LI RE A 2R, SR ] RIPA 2Uf00 4 23475
WIFHRIUE A, >R BCA R &2 E A & &, I
A 20 pg B HAEA T western blot £, 7F
SDS-SR N # T e 8 e rh it A T FBL DK IS HL % 7% 22 PVDF
JIES,1:1 000 F BB bel-2 . CCND1 , Notchl —HT 5§
1:5 000 #i B 1) B-actin —HT 4CHF & PVDF JiH i3
B, 1:2 000 i B —PL = H PVDF I 1 h, >k
JH ECL 5% W7 B A5 2 48 P BE 615 31 bel -2
CCNDI1 , Notchl . B-actin [ 2 [1 445 , 115 bel-2.
CCNDI . Notchl 5 B-actin JK £ {5 i b AR A R 25 14
FIRIKF,
1.4 BT 75 58 ) pCR ) H K

LM R B B2 %2 TE 8¢ TEC J5 %53 i Bh 1k
57 o ARIT WA RIS 34T W 3k 4R A A T AR 4l
RECIST1.1 5 i H Wi J7 2, 97 5005 142 € (SD) |
2 (PD) 58 & 25 % (CR) [ F 3 AT ARG ME T
AR I7FRGK BB G2 f# (PR ) Ak 2247 9941 JE ] TEC
T5 R AT e T ARIA tE TR . IR TET R
Je HEAT I8 FRAG AT, LR IR K kG A% DX el obk B &5
AR 0 A IR 1 2 22U SRR 3545 pCR .
1.5 GiteFik

K SPSS 22.0 HAF AT s ge it o b, 1
TR Ty 22 R  FF I 225 I LA (R 2s) 3R
7N, AL U R FH ¢ K56, 3 4L 1) Fe s R O 2543
BT ; miR-34a il 357 4 Bl 4k 97 pCR >k H ROC (i1 4k
G0, P<0.05 N 2E R A G EE L.
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2.1 FLEMEAL ST RSN A I miR-34a Fh 1 HLik

55 xR ZH He g, FLAR g 413 S8 B I miR -34a
MYZRIBACE I S BRAIC, 25 R A St L(P<0.05)
2.2 ZFL R A b K [R] BERR AR AR S R
miR-34a % ik 1) L

FUBR A HORFAR S A 2R B e, 4b
JE I miR-34a Fik K1 LLEL, 22 R G HEE X
(P>0.05) ; A [A] T 431 (N 4330 i R340 Ki-67 3
K T BB LR, AP I miR-34a k7K HE
B, ERASIFEL(P<0.05), WFE1,

F1 FBREARARRERHEEE SN M miR-34a Rk
AIELER (x£5)
Table 1 Comparison of miR-34a expression in peripheral
blood of patients with different pathological characteristics in

breast cancer group (x+s)

115 R N .
Imﬁiiﬁﬂ s n miR-34a  #F{i P1{H
FEE
A <50 % 61  0.75+£0.22

=50% 81 0.70+0.18 1489 0.139
HaWRE  H%4H] 84 0.74+x0.21

$Z 5 58 0.69+0.19 1.449 0150
T 4334 T1-2 101 0.77+0.25

T3-4 a1 060x017 01 0000
N 531 NO-1 109  0.76+£0.24

N2-3 33 060:016 -°01 0001
I 451 IIB 95  0.77+0.25

1 AT 0624015 86 <0001
Ki-67 BH M 31 0.47+0.16

993 <0.

FH 4 111 0.79+0.24 6.993 <0.001
A F43% Luminal B 63 0.7520.24

HER2 % 38  0.68+0.25 22.342 <0.001

=B 41 0.4620.14

2.3  FLAEA R [E miR-34a 725 7K F B E TR
FER 4L bel-2 .CCND1  Notch1 Y H 48

T LR R B AP I miR-34a ik 1 A
B, LA [F] miR-34a 3K 7K1 B8 L IR 9 s
M bel-2. CCND1 . Notchl 3 ik 7K 5 1 22 5 1] 1 .
miR-34a & 1k = B0 E FLIR 8 6 kL bel-2
CCNDI . Notchl BRIk 7KFIK T miR-34a FKik<rh
B FLIR IR B, 25 58 Gt L (P<0.05) o
L FE 2,
2.4  FIME4lH pCR S5HF pCR & 4ME Ifl miR-34a
IR

557 B 41 P pCR &3 L, Al pCR & 41
Jal il miR-34a 1) 1% 7K (0.66+0.16 ) B i FE AL T

Bcl-2
CCND1

Notchl

B-actin

miR-34a= 117 % miR-34a< {3 4
1 ZLERFEA P AR miR-34a Rk K F B H AIRER
%t A bel-2,CCND1, Notchl B E B &7
Figure 1  Protein bands of bcl-2, CCND1, Notchl in breast
cancer lesion of patients with different miR-34a expression

level in breast cancer group

*2 FBREAFTRE miR-34a Rik/k T EHEIIRERLL
™ bel-2,CCND1,Notchl BILEEE (x+s)
Table 2 Comparison of bcl-2, CCND1, Notchl expression
levels in breast cancer lesion of patients with different

miR-34a expression level in breast cancer group (x+s)

miR-34a FIEKFE  n Bcl-2

CCND1 Notchl

=i %k 71 0.67+0.16 0.580.12 0.55+0.14
<L 71 1.14%0.32 0.94+0.27 1.22+0.36
HE 9.938 7.582 13.274
P1H 0.000 0.000 0.000

pCR £ 41 & 1M miR-34a 197K F-(0.85£0.17) , 2% 5+
A Gt L (1=3.660, P<0.05) ,
2.5 miR-34a Tl # 4 B 4L J7 pCR ) ROC Hh £k
g1 Mt

miR-34a I 4 B 4697 pCR 19 ROC T
17 FL R 0.807 (95%CI : 0.729~0.886 , P<0.05) . 1R
i 24 %6 T8 B A K H 1 F miR-34a Tl U] pCR 1Y
e FERBE R 0.735, RAUE H 82.93% e PE R
69.31%. UK 2,
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RIE %
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1S

B2 miR-34a Fil# 4 Bh 44 57 pCR B9 ROC Hh %%
Figure 2 ROC curve of miR-34a in predicting PCR of

neoadjuvant chemotherapy
3 it
A B Ay o L IR T T B, AT
J5 R4S pCR X 05 e 1 s BAT AR s L (H H

B OG T FLI Ay 7 SO B IR AL AR 3 AN i
Ao UTLEAR, miR £EFL I A P AR 32 B ok



TSR A

2020411 H 28124 5111 ] Mol Diagn Ther, November 2020, Vol. 12 No. 11

+ 1469 -

22 SCTE  FHOC IR R 9 e B, L g A b A2 7
Z A miR 1Y 575 I8 AHOCEAT 9T A BE , miR
XoF L9 A P M 2R W 2 A oA RO A SR
BATREAER ™,

miR-34a HATIEVE R, © A W oe ik, ZLAR
S R A O g A RS Hh miR-34a
IR AR A R S AR E
38 A FL AR I miR-34a IR R AL R —5,
FL AR I H miR-34a 25 1) 2% D REAH OC 1Y SE IR A 5
P, miR-34a X L 195 240 M (%) 34 5 4= 28 B AT 100 il
YER™ ™ e ZLBR 6806 1 & R A 7 b, 98 Al i AR
W 44 5 1 7% B8 A% X 1S R e kL G R 2 2 g
R B A B o A Ik — 2L LR 45 R 3R W
miR-34a {% 3R 1k 5 2L W6 2 1 BURRE 1) % Ak A
K, 5 Z AR AT ML miR-34a IR 5 |
AERE A A R IRC5S L 2E I AR i T L MR 1 e

miR-34a A ] 5 O 22 i R P 3Rk
PN IR A O, 22 B4 ST & 28 miR-34a g
fg A S L MR8 21 T bel-2 . CCND1  Notch1 = Fifi Jit
K23k . bel-2 . CCNDI1 Notchl J& H 7 & 41 HA
PEBGFEAE B S5 2 R, 7 LA A 2 B i
IR H, R A% 3 3ot BEL S 200 i 0 T i 4 i
HERR R A 22 5y 545 Oy AR E AR G A .
T i W] miR-34a 7EFL I & R b R SRT
REMLH , A 75 0 M4 S5 miR-34a 7E 4N 5L 56
H0#] bel-2, CCND1 Notchl FiA/ERW &, W]
miR-34a {3 I8 76 LR & Ko SRR v ()
AT RE- SN 2R R L R Y ek A e

AHFFELE R4 R miR-34a UMK FEIK AT HER I BT
MBI HOR L 5 B A RER S pCR B 5. ROC
i 2 3 BT 2 W miR-34a A8 B2 By T 7 e g o o
B ALY pCR bR G o

25 TR, FUBE A A ME I miR-34a kg
H 59 BURRAE AL B Bh k)7 K B3k A5 pCR A&
XK, ARk miR-34a A B HUA FLIVE 29T Kol Bk
I A5 TN (18T A AELASAIR 5 R A s A X A/
H AR X 42 32 8l Bh A7 1 2L s iR B AT AR 5 AR
TR RIIRETT | 4 J5 I kSO s ) 081 5 25 A Bl
Ui, LA miR-34a 7E LM &A= & e i E A

S % 3k

(1] fJHAH, REIL ShEE, %5 . 2005-2013 4F v [# 4 P 3L IR R
KR MAET ST ], AR R i 2 s, 2019, 23
(1): 10-14.

(2]

(3]

[4]

[5]

(10]

[11]

[12]

[13]

[14]

[15]

[16]

INAITR, KRR A, WFEHE, 45 . 2000-2014 4F b [ i 540
b DX 2 P SRR S e e B AR AR AL T B AR BT [T ], AR
TR BEaF 2%, 2018, 52(6) : 567-572.

Tebhoik , Wik, A, S5 S5 ARG 0 LR A I 1k
I7 I L8 A G5 TS AR OGP Meta 437 (0], T [ 38 48
2R, 2016, 36(16) : 3982-3985.

Wang S, Li MY, Liu Y, et al. The role of microRNA in cis-
platin resistance or sensitivity [J]. Exp Opin Ther Targets,
2020, 24(9) :885-897.

Jayaraj R, Nayagam SG, Kar A, et al. Clinical Theragnostic
Relationship between Drug - Resistance Specific miRNA Ex-
pressions, Chemotherapeutic Resistance, and Sensitivity in
Breast Cancer: A Systematic Review and Meta- Analysis [1].
Cells, 2019, 8(10): 1250.

Farhan M, Aatif M, Dandawate P, et al. Non-coding RNAs
as Mediators of Tamoxifen Resistance in Breast Cancers [J].
Adv Exp Med Biol, 2019, 1152: 229-241.

AEBBEIR , 155730, {7 kE . PD-L1 Al miR-34a 75 = HFLHR
T Y B0k MR e MERE ST [T ). 2 Wi sl %5k, 2020, 27

(1): 38-41.
AR AL ERIEAS . /N RNA-34a X 3L 50 41 i 46 it

A2 MHIE L], b E A SRR, 2019, 22
(9): 678-682.

Zelli V, Compagnoni C, Capelli R, et al. Circulating MicroR-
NAs as Prognostic and Therapeutic Biomarkers in Breast Can-
cer Molecular Subtypes[J]. J Pers Med, 2020, 10(3): E98.
Ortega MA , Fraile-Martinez O, Guijarro LG, et al. The Reg-
ulatory Role of Mitochondrial MicroRNAs (MitomiRs) in
Breast Cancer: Translational Implications Present and Future
[J]. Cancers (Basel), 2020, 12(9): E2443.

Wang S, Li MY, Liu Y, et al. The role of microRNA in cis-
platin resistance or sensitivity [J]. Exp Opin Ther Targets,
2020, 7: 1-13.

Tokumaru Y, Katsuta E, Oshi M, et al. High Expression of
miR-34a Associated with Less Aggressive Cancer Biology but
Not with Survival in Breast Cancer[J]. Int J Mol Sci, 2020,
21(9) : 3045.

Shi X, Kaller M, Rokavec M, et al. Characterization of a
p53/miR - 34a/CSFIR/STAT3 Feedback Loop in Colorectal
Cancer [J]. Cell Mol Gastroenterol Hepatol, 2020, 10(2) :
391-418.

THE R, ENLH, WG, 4. T A IncRNA HCG18 #L1
JE¥E miR-34a R 1165 i SCC4 ANMIIYIE 758 L) KiE
BT HLE ], 2 T2 W 507 A, 2020, 12(7)
864-368.

Han R, Zhao J, Lu L. MicroRNA - 34a expression affects
breast cancer invasion in vitro and patient survival via down-
regulation of E2F1 and E2F3 expression [J]. Oncol Rep,
2020, 43(6) : 2062-2072.

Irani S, Paknejad M, Soleimani M, et al. Evaluation of miR-
34a Effect on CCND1 mRNA Level and Sensitization of
Breast Cancer Cell Lines to Paclitaxel [J]. Iran Biomed J,
2020, 24(6) : 356-64.



- 1470 - A TRWISIARITRER 20204E 11 45128 451180 T Mol Diagn Ther, November 2020, Vol. 12 No. 11

. a
.’I,/a 3 e

NN IR A0 i miR-21 23k AR SR EL s IR 9w
e RUSEITR) O A

e FERATENC EA O TRAEER

(8 E] B8y WFFeIE R RS AN I miR-21 2 35 5 5 1 RUARJE & & 2k A QI 25 L SO PR 1
KR, FiE EEAE20174F 1 H 2 2019 4F 12 H WA B 9 - BHE Wi v & 2 RUBE R B3 160 1]
(T2DM 41) , 3 B[] JU) 77 AR g 1A G ) £t B o JEE 3 80 51 (NC 4L ), Fi FE I 11 B v L (0.5 104 B AR JE B o o)
# T2DM 415 NC 41 % 4l fb 41, B T2DM f5 74 AE JE: 4 (T2DM-AO 41=80 {4 ) , T2DM =z i 74 AE Jif 241
(T2DM-NAO 2[=80 fi] ) ,NC & 78 AE B 41 (NC-AO 41=40 ] ) , NC A & U AE B4 (NC-NAO 21=40 ) . 4>
BT EE A AL )i PR Bk RS BR AN I miR-21 38 1925 5%, R £ I logistic [711H 43 BT 4435} miR-21
K LT RS T g B AR A TR A Je s 8 A A i 25 L O DR s XU T O ROC IR AT Al . S5 R
KA S  ALT 22 R S48 L (P>0.05) , T2DM-AO 415 NC-AO 21 [ . WHIR . BMI ¥ B i}
{5 T T2DM-NAO 41 5 NC-NAO 4 , 22 %A G it7# = L (P<0.05) ; T2DM-AO 21 TG .FBG .GHbA1C .miR-21
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Relationship between the expression of miR - 21 in peripheral blood and

metabolic disorder and the risk of diabetes mellitus in abdominal obesity

WAN Hong, YAN Shuxun*, WANG Xian, ZHANG Shengwei

(Department of Endocrinology, the First Affiliated Hospital of Henan University of Traditional Chinese
Medicine, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To study the relationship between the expression of miR-21 in peripheral
blood of patients with abdominal obesity and the occurrence of glucose metabolism disorders and diabetes in
patients with abdominal obesity. Methods A case - control study was used to select 160 patients (T2DM
group) diagnosed as first-onset type 2 diabetes in the Department of Endocrinology in our hospital from January
2017 to December 2019, and 80 healthy volunteers who were in our hospital for physical examination during the
same period were selected (NC group) , according to the waist - to - height ratio ( >0.5 abdominal obesity
standard) , the T2DM group and NC group were divided into subgroups, namely T2DM abdominal obesity
group (T2DM-AO group = 80 cases) , T2DM non-abdominal type Obesity group (T2DM-NAO group = 80
cases) , NC abdominal obesity group (NC-AO group = 40 cases) , NC non-abdominal obesity group (NC-NAO

group = 40 cases ). The differences in clinical data, glucose metabolism indicators, and peripheral blood miR-21
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expression between groups was analyzed. Multivariate logistic regression analysis was used to explore miR-21
and other detection indicators as the risk prediction of glucose metabolism disorders and diabetes in abdominal
obesity patients and ROC curve Assessment. Results The age and ALT of each subgroup were not statistically
significant (P>0.05). The waist circumference, WHtR and BMI of the T2DM-AO group and NC-AO group
were significantly higher than those of the T2DM-NAO group and the NC-NAO group, and the difference was
statistically significant (P<0.05).The T2DM - AO group has the highest TG, FBG, GHbA1C, and miR -21
indicators, followed by the T2DM-NAO group, which is evenly and significantly different from the NC-AO
group and the NC-NAO group (P<0.05). There was no difference in the relative expression of miR-21. The
stepwise multivariate logistic regression analysis showed that the increased relative expression of miR-21 was
the most significant risk factor for diabetes in patients with simple abdominal obesity, and the difference was
statistically significant (P<0.05). Conclusion The measured expression of miR -21 in peripheral blood of

patients with abdominal obesity has important predictive value for the risk of diabetes. Abdominal obese people

with higher levels of peripheral blood miR-21 are more at risk of developing diabetes.

[KEY WORDS] Abdominal obesity; Diabetes mellitus; miR-21; Logistic regression analysis
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Table 1 Comparison of general information of 2 groups (x +s)

o T2DM 41 NC 41
G (i=160)  (n=gp) ‘M P
() 52.20+14.03  52.33x14.15 0.0208 0.9835
JER (cm)  85.64+5.71  86.29+5.54  0.8395 0.4020
WHI(R 0.52£0.04  0.51x0.04  1.8257 0.0691
BMI(kg/m®) 24.23+2.99  24.46x2.75 0.5767 0.5647
ALT(U/L) 2223+3.31 21.61x1.76 1.5671 0.1184
TG(mmol/L) 1.86+1.07  1.23+0.59  4.9034 <0.05
FBG(mmol/L) 8.06x2.28  5.19+0.37 11.1741 <0.05
GHbAIC(%) 9.08+2.50  5.16x0.47 13.8885 <0.05
miR-21 10.25+3.72  2.67£1.45 17.5555 <0.05

B AT R R AR 1, R AR E PR P e 2 S B4l
Ji& 70 A R 20 B4 64T £ € Logistic [F1H 4347, miR
-21 FH R 3k 1 R 2 Bl E AT e AR PR v
KR i E BRI R, 27 A 5% E X (P<
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x3  HERBERB R E Logistic @35 #7

Table 3 Logistic regression analysis of diabetes risk

H7si Bf{i  S.E Wald{i  P{5 ORI
miR-21 2752 0566  14.285  0.001  6.72
1.0
0.8
#H 06
= 0.4

0.2

00 02 04 06 08 10

1554k
B miR-21 X RIEEE T SHER KK KH ROC H £
Figure 1 ROC curve of increased relative expression of

miR-21 and the onset of diabetes

x2 BERBRERRZERHN (vss)
Table 2 Analysis of Single Factor Differences in Diabetes (v +s)

B T2DM 41 NC 4
FabR FAH P{H
T2DM-AO(n=80)  T2DM-NAO(n=80) NC-AO(n=40) NC-NAO(n=40)
TR (S ) 53.27+15.72 51.30£12.55 52.08+13.98 52.57+14.32 026 0.8508
B (cm) 92.23+6.84% 79.06+4.82 94.35+6.73 78.24+4.91 116.03  <0.05
WH(R 0.5620.06% 0.48+0.03 0.55+0.05 0.47+0.03 62.75  <0.05
BMI (kg/m?*) 26.37+3.01% 22.08+2.97 25.91+2.59 23.01+2.84 35.80  <0.05
ALT(U/L) 22.41+3.72 22.05+2.58 22.15+1.81 21.08+1.73 2.04  0.1094
TG (mmol/L) 1.98+1.12" 1.73£1.01° 1.42+0.72 1.05+0.46 9.73 <0.05
FBG mmol/L) 8.37£2.11" 7.75+2.46™ 5.3620.42 5.02+0.35 4272 <0.05
GHbAIC(%) 9.41+2.51 8.76+2.49" 5.53+0.45 4.79+0.48 66.53  <0.05
miR-21 12.82+4.97" 7.68+3.01" 3.42+1.75 1.92+1.12 115.58  <0.05

5 NC-AO 41 L #4,°P<0.05, 5 NC-NAO % *P<0.05, 5 T2DM-NAO 41 L4, P<0.05,
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o*f,/a %o
R i PESR B R DNA 25 itk il
B HFERIFIARD A KRR BT KB
[# E] BH Hr R DNA 2254 i, 5 R IR IR 3 P 9 A B R —— it

PP IR Cedh) ST B HES ISR Calh) RV AR OCHR LR Corh) 55 B AP SR 0T £ (roxR ) HE TR
B, S A R D A ) B 2 T AR A OGRS . ik I T DNA S AR & i B
B RE AL Ay e 2L KL, I X LAl e 4 5V RS T m v AN E B AR S SO R B R e U
I (qPCR) WY R HIFEAT P4 . S8R ok DNA 225 W) B i 4 B2 iy, 19 201 AU v R4, vl 1 T Az
A ML 19 R 9SO E B PCRAGER , SEGERYIEN AR S Z A AT k. 4518 XUk DNA 2%
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R SAF, PRUE TS DN 25 SR AT SEPEATAT HedE
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Preparation of plasmid DNA reference material for Vibrio parahaemolyticus
LIN Xiaofeng', Nusereti Abudushalamu', YUAN Muyun®, XU Longyan**, CHEN Yao'*

(1. School of Labotary and Biotechnology, Southern Medical University, Guangzhou, Guangdong, China,
510515; 2. Inspection and Quarantine Technology Center of Guangzhou Customs (IQTC) , Guangzhou,
Guangdong, China, 510623)

[ABSTRACT] Objective To develop a plasmid DNA reference material, including the target genes
commonly used for detection of Vibrio parahaemolyticus -tdh, trh, tlh and toxR gene sequences, to provide
relevant technical support for the rapid identification of pathogens of Vibrio parahaemolyticus. Method The
artificial DNA synthesis technology was used to synthesize the desired gene, construct a recombinant plasmid,
and sequence the genes, using ultraviolet spectrophotometry, a number of laboratories jointly set the value of its
purity, uniformity, stability, standard and the uncertainty were checked, and the application of real - time
fluorescence quantitative polymerase chain reaction (qPCR) to its nucleic acid detection was evaluated. Result
The plasmid DNA reference material has high purity, good uniformity and stability, and can be used to detect a
variety of real-time fluorescent quantitative polymerase chain reactions of Vibrio parahaemolyticus with reliable
results. Conclusion The plasmid DNA reference material is suitable for real -time fluorescence quantitative
PCR detection with tdh, trh, tlh and toxR genes as targets, provides technical support for the qualitative and
quantitative detection of pathogens, and ensures the reliability and comparability of the detection results.

[KEY WORDS] Vibrio parahaemolyticus; Plasmid DNA standard material ; Quantitative Real-time PCR
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Figure 1 Map of plasmid reference material
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5'-AGAAAGAGCTGCCATCGTATAG-3'
tlh  5-TGTTCGAGACGCTAACTTCTG-3' 149 bp
5'-AAACTTCTCAGCACCAGACG-3'
toxR 5'-AGCAGTACGCAAATCGGTAG-3' 121 bp

5'-CAATCGTTGAACCAGAAGCG-3'
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Table 5 Substitution of pPDNA VP and genomic DNA reference material
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Expression and clinical significance of BRMSImRNA and PTNmRNA in

patients with rectal cancer

MA Huan'*, JIAO Yinghua', LI Shuguang®, ZHANG Xianyu', WEI Yulei’, TIAN Guiying', LU Xiurong',
YUAN Na'

(1. Department of Radiotherapy, the First Affiliated Hospital of Hebei North University, Zhangjiakou, He-
bei, China, 075000; 2. Department of Gastrointestinal Oncology Surgery, the First Affiliated Hospital of He-
bei North University, Zhangjiakou, Hebei, China, 075000; 3. Department of Thoracic Surgery, the First Af-
filiated Hospital of Hebei North University , Zhangjiakou, Hebei, China, 075000 )

[ABSTRACT] Objective To study the expression of breast cancer metastasis suppressor (BRMSI )
and Pleiotrophin (PTN) in patients with rectal cancer, and their relationship with pathological parameters and
prognosis. Methods The clinical data of 73 patients with rectal cancer admitted to our hospital from January
2016 to May 2017 were selected. The tumor tissue and the normal rectal mucosa tissue adjacent to the tumor

(more than 5 cm from the rectal cancer tissue ) were collected as the rectal cancer tissue group (n=73) and the
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adjacent normal tissue group (n=73). Multivariate Logistic regression was used to analyze the risk factors that
affect the prognosis of patients with rectal cancer. Kaplan-Meier survival curve was drawn to study the effect of
BRMSImRNA and PTNmRNA on the prognosis of patients. Results The expression level of BRMSImRNA
in the rectal cancer tissue group was lower than that in the normal tissues adjacent to the cancer, and the posi-
tive rate of PTNmRNA was higher than that of the normal tissues adjacent to the cancer, the differences are sta-
tistically significant (P<0.05). The expression level of BRMSImRNA in patients who had well-differentiated
tissues, no lymph node metastasis, were at stage [ +1I , no blood metastasis, and whose infiltration depth did
not involve the serosal membrane, and tumor distance from anal margin was < 7 cm was higher than that of pa-
tients who had medium and low differentiated tissue, lymph node metastasis, bloody metastasis, and were
stage Il + IV, and whose infiltration depth involved the serosal membrane , and tumor distance from anal mar-
gin was >7 cm, the differences are statistically significant (P<0.05). Poor differentiation in tissues, serosal in-
filtration and TNM staging : stage II+IV, lymph node metastasis, low expression of BRMSIRNA and positive
expression of PTNmRNA were independent risk factors affecting the prognosis and survival of patients with
rectal cancer (P<0.05). The average survival time of the BRMSImRNA high expression group was longer than
that of the low expression group, the differences are statistically significant (P<0.05). Conclusion The lev-
els of BRMSImRNA and PTNmRNA are abnormal in patients with rectal cancer, and are closely related to the
prognosis of patients. They can be used as molecular markers for predicting the prognosis of patients with rectal
cancer and potential targets for tumor therapy.
[KEY WORDS] Rectal cancer; BRMSImRNA ; PTN; Pathological parameters

B AR R AETE VIR 2= B CIRE5 W52
SRR B e, ST AL T A DL B R bR B g
ST e PR SRR IR DL HRE S 1 ks B 25 A
[VENRAE D 32, 25 BoRg R AR IBE BE | JRAE | B E 55 A
L JIFE 25 Fof 7] 7 2 PR I SRS AR | BIR B 25 [ R
i SR ORI AE A, B E T R R Z AR E
FHEREEAEREA S, RARERIET- R
AT A A R T e 2 i S U A A YOG
S, MR IE M AR — B e nyad A, 9 N M
201 L 0 200 L A B o ) R 26 E ) B Y A B AR
FHP ITAER 43 TR WA T 9 e I e g e
R 00 ) 35 DR OX 410 < fieb 6 400 i A2 28 AR L i
FHIC T THEARBCA W SR RAE o Horp ZL e e
% 4 il FE A (breast cancer metastasis suppressorl,
BRMS1) J 254+ [FF (Pleiotrophin, PTN ) 435l /E
Sy T L 1) IR A A A ) e PR R A A R 7 A
SRR T R SR T o AE TSt B e A
# BRMSImRNA , PTNmRNA [ & ik S Il PR 7 Stk
Fio3HT, BN Im RIAY 7 AL IR E LT .

1 BRETE

1.1 — sl
FEH 2016 4F 1 H & 2017 4F 5 H AR BRI 1 73
B E g e I R BERE , N AR . Ol B E A

R 1 B 2 Wi Al , 2 ok LR @ A4
HI AR Z T BACYT s @M HAR<S cm; @I IR
TR IE B HLE S HEBR AR E « DA I MR 5
Q)™ FOKG P < B0 Bl R SF VR L B AR
) 7 16 B 1 W 98 LA A1 At T & 1 0 1 o 2
WA I HIR g% K 2 4 2V AR . Hodp Bk 41
1], L Pk 32 1] ; 4F 5 35~72 %, S B AEHE (56.45+
5.71) % o WSCAE g 2 23 1% g 55 (HE s B M s 4
215 em DU M IEH BRI 2L, 53 50 B
R 2H (n=73) 5540 (n=73) . AW LA Befe
TRt il E MR B S F G RE .
1.2 Wk

WCAE BT A G R BT L, 4% BRMSImRNA |
PTNmRNA 7 Fi 795 S 988 55 1 AU F R 5 0 5
3 BRMSImRNA . PTNmRNA 5 5 98 B & 596
PRZE A O | 1 sk BT A B8 3 TR BE T s 8] P A
W MAETIE M, R £ JC Logistic [81 543 #7152 W B
o7 95 £ TS A AE B AE R R R, 251l Kaplan-Meier
A= AE M2 58 BRMSImRNA . PTNmRNA %t £ % 1
Ja HEAEBIFZ I
1.3 WEHE bR
1.3.1  FEAUR 5

ABI PRISM 7000 74 )t % 1 PCR 23 #1414 A
2% [E W AE W) R 488 7, Biophotometer 4% fig 1l 2



TR ST 4E 20204611 ) #5124 5511481 J Mol Diagn Ther, November 2020, Vol. 12 No. 11 - 1481 -

S | 7% =] Eppendoff /3 F] . Trizol RNA #& B 7
% .M-MLVcDNA & 347 & . PCR Bz bz sk 7
RNase-free & 71 W H i) il A9 TREA BR2Y
AR AL, BRMSI K 3-W R H vl 1 1 U (GAPDH)
RT 5|9 .56 & PCR 5|4 . 5 S HEEE B 1K il
Y b o #h 28 19 A T4 i BRMSI &2 GAPDHcDNA
B A iR AE M HOR A R | B AR A
W) & 5% 414k Elivision TM plus 3% 21 4k A5 T 3
R G AN AR R A, NEA
PTN #Md A+ PTN H5EREPUARLL I PTN 2 vl
U A 35 [ SantaCruz 23 ) , Y62 W s W [ 7
Leica 23 H) .
1.3.2 BRMSImRNA ,PTNmRNA 123546

BRMSImRNA [k 1 : BRMSI |7 51 4
5'-GACCGCCAGAGCCrIIG-GA3' ; FilF51 4.5 -
CTGCCTCTGGCGTGCAG-3' ; % Y6454t : 5-FAM-
CAGCTCTGAArrGGTGG-MGB-3' ; GAPDH | J%
511 . 5'-CATCAATGACCCCTIG-3" ; F 5|4 -
5'-CATGGGTGGAATCATATTFGGAAC-3' ; %¢ J;
B EF . 5'-VIC-CCTCAACTACATGGTITAC-MGB-
3", B 41 50~100 g, Trizol B HEHUZH 41 5 RNA
W2 £ 2 40 4 B K T RNA JiT i Rk B . DA
RT-PCR 5 &k 1T RT . B Je )i s
c-DNA, & % &1 : 37C 1 h, 95T 10 min K 1%
MMLV, & || 0% 5% . PCR [ 264 94C 1 min;
58°C 1 min, 72°C 1 min, ¥ 35 K, fixJ5 72CHE K
7min. 17 1.5%BEREME F UK 2808 , FHEE RS BUAZ 3 BT
Z G K BRMST Fl B-action mRNA [9 2 1A 58 i
PTNmRNA (1) 3R 35 W R FH i A7 4% 58 05, 7™ H 4
RS8R P IR AT 44 , B % X H U] i ] PBS 54 2y
W
1.4 BEVIL

SR e N SR N E Rl b W N O
FERIBETTZE R, S A 3 4F  # Uk T 2020 4F 5 1 31
H. BEBBEUTN 61 2 2 36 1, 1kl
Vit [E] 4 (29.98+2.64) > o XF B E BT 19 7 =X
FER BTGBV R E R R A . TEAHT
g, S AR fE R E] (overall Survival, OS) 378 B
B NFARIBIE TR
1.5 SGil*#irik

K ] SPSS 18.0 # At it AT Ge it o b, B0 R
Phn(%)Fm AT 2 K8 s %R DL (R £5) R,
17 t ¥ 58 ; DL Kaplan - Meier 4= 17 i £ #fF 5%

BRMSImRNA . PTNmRNA X £ #i J5 4= 47 10 5%
M , 5% FH 22 T Logistic [711H 438752 Wi 5 iz i 58 & 1
JE GRS 2, P<0.05 HESA S T35 X,

2 HFR

2.1 4] BRMSImRNA . PTNmRNA 4] 2% ik 1 i
[

W9 20 BRMSImRNA 3k 7K - 4008 55 1E W
HZUIL, PTNmRNA FHPE R 550985 55 1E A 8UR , 25
SEHEHASGIE L (P<0.05), WK1,

%1 Wi4H BRMSImRNA,PTNmRNA ) 3R3A 155 th
[n(%), (x£5)]
Table 1 Comparison of BRMSImRNA and PTNmRNA

expression in 2 groups [n(%), (x+s) |

21 51 n BRMSImMRNA  PTNmRNA FH{E
HipEAH 73 0.59+0.06 59(80.82)
S 5 2] 73 0.87+0.07 21(28.77)
21l 25.948 39.929
P1{E <0.001 <0.001

2.2 BRMSImRNA ., PTNmRNA 5 B 7 9 H # A
[R5 BE S C R

STl 5 AR % 3% BRMSImRNA . PTNmRNA
FIRZ R LG 2EE X A ol R 45 e
. T+ 1 Te i e B 3 T U B R B IR e
P8 T 2% HE 8 <7 cm 3% BRMSImRNA 2% 35 7K 45
A A Sl 0 A N 2 AN | R RN (1 KSR 2 AN
2 R B A KR BRI B AT 5 B >T em
PTNmRNA FHPE SR A3 2 IR 44k bk L 45
Sy +IV I Pk 5 B |3 T TR B G SR T g
FEAT BB >7 eom H K, 2R EBA G228 X
(P<0.05), WL#E2,

2.3 BETGE L B S A AF B R R
GIEASES i

R BE VTS50, 73 ) B e B E A A 49 i
FET- 24 6], FET Ry 32.88%

AR AL R K TNM 20 3 T+ IV
W9k 45 % B . BRMSImRNA 1§ % ik M
PTNmRNA [HE 3k Ry 52 W B i 5834 s A A7
B A7 fE R R 2 (P<0.05) . L& 3.

2.4 BRMSImRNA . PTNmRNA % ik 5 T i i H
BRI KR

~ [6] BRMSImMRNA . PTNmRNA 3 ik 1% % F

Keplan-meier 4= 77 I 2L AR . LA 1,



© 1482 -

TSRS

2020411 H 28124 55111 ] Mol Diagn Ther, November 2020, Vol. 12 No. 11

%2 BRMSImRNA.PTNmRNA 5SEEEEAERESHIXER (v£s)
Table 2 Relationship between BRMSImRNA, PTNmRNA and different pathological parameters in patients with rectal cancer

(xxs)
WHBE (n=73)  BRMSImRNA t1H P{i PTNmRNA A1 (n=59) ;{8 PfH
P51 Lz 41 0.730.12 34(57.63)
) : 002 0.961
& 32 0.71+0.09 0.756 0435 35(59.32) 0.002 0.6
(%) <55 35 0.69+0.15 . 27(45.76)
. 28 0.63+0.13 1.830  0.071 52(54.24) 0.587  0.444
ALk [ e 48 0.71£0.19 35(59.32)
) ) 2 )
ARk 25 0.59+0.13 3.1910.002 24.(40.68) 1239 0.007
W L5 R RS G 50 0.76+0.14 ) 37(62.71)
2 <0. . .
H 23 0.53+0.16 6.232 <0.001 22(37.29) 4765 0.029
TNM 4318 [+1 45 0.870.16 31(52.54)
. <0. 10. 001
m+1v 28 0.51+0.13 10.017 - <0.001 28(47.46) 0.7780.00
MR ¥ & 40 0.89:0.32 28(47.46)
ol <0. . .
H 33 0.43+0.16 7213 <0.001 31(52.54) 0.0860.010
TR P& 52 0.86+0.13 39(66.10)
g : <0. ) .04
12 T 21 0.53+0.07 10.977 - <0.001 20(33.90) 3:953 - 0.047
i T % S (em) <7 39 0.73+0.28 27(45.76)
5 <0. . .
>7 34 0.49+0.21 4.093 0.001 32(54.24) 7258 0.007
K3 FMEBEESEVREGENEAREMSEEZSF
Table 3 Single factor and multiple factor analysis of prognostic survival in patients with rectal cancer
o R Hr EASES T
AR
OR 95%CI P OR 95%CI P{E
Py S8 T 2% B S (>7 em vs<<7 cm) 0.764 0.664 0.594 - - -
SRR (AR E vs =43 1) 0.849 0.168 0.016 0.835 0.146 <0.001
RIRTE (37 BRI vs R SRR ) 0.823 0.669 0.638 - - -
TNM 48 (M+IVE vs T+ T H) 0.794 0.131 0.009 0.893 0.189 <0.001
WELEEHFL ( vs T0) 0.726 0.189 0.013 0.724 0.163 <0.001
BRMSImRNA ik (R IL vs (5 38) 0.971 0.261 0.045 0.789 0.261 <0.001
PTNmRNA 23k (BHM: vs FAH:) 0.879 0.159 0.033 0.894 0.127 <0.001
A i : s BT R TR B BT R DR K A
1.0 1.0
N N [ itk 2, (H R R AL K B R T B T I R 415
B 5 R AL e A A S AL BT,
& 0 w0 S S S A Js I
= = SR A AR T B A0 W A 1 W 8 AR T R
M S %H?%IL}\ * ; f’l:lT?\;ijNA Bk g —%E\ S( o
0.2 {Eiﬁ 0.2 PTNmRNA [l £ 4 = B N
0o BT o PIARNA R MR e R 28 R TR B SR TS B A,
0.00 1000 2000  30.00 40.00 0.00 1000 2000 3000 40.00 ,ﬁ\:ﬁ[‘_;}‘%@é\ﬂ* ggg gﬁi H@ E/‘J *g ,/ﬁ* R ?}"ﬁﬁ[ . {% Ylf,l &E?j *Z
A A7 ] HEAF ]

7 : A 5 BRMSImRNA Fik 5 B R E PG AR LR; BA
PTNmRNA %35 5 1 B WG LA &R
B 1 BRMSImRNA.PTNmRNA RiZEE5EHEEEMEE

FHXE

Figure 1 BRMSImRNA and PTNmRNA expression and

prognosis survival in patients with rectal cancer

3 itig

L 9 02 W TR 22 5 B B M R i 4P R R
LI 0 FRIZAF Tt ok TR 14 S8 R A LA i

BB Y BRI AT . R R R R B R
Fof 2 R AR T 23 G . BRMST B[R s —
Tl 2t A% P06 PR, #E 22 P 28 B ) b 5 B mh 250
HRIE WY WA = B RS0 AR A e
20, — i 25 30y BRMST 26 35 [ A% i Bk 2%, ¢
BRMS! % b 2] 33 £ 241 Jifd v, w] 41 ] JL 5% B8 08 e o
Sadat 55" & Bl BRMSI 1) %35 5 2L e 968 bk 2 245
B 5 A G, B BRMST A5 400 41 b 8 5% 7% 10 1
FH . Penglong %52 I % ¥} BRMSIL 1 3 3% 35 4101
T B B 5 A0 A R AR 2 A S HRT A



TSR A

2020411 H 28124 5111 ] Mol Diagn Ther, November 2020, Vol. 12 No. 11

+ 1483 -

i BRMSITL AIAE Ry - He 1 O S5 28 5 15 0 A= s
YRR BRI S . AR BMRST FE [F 1 g
SEASAN AR AT BUESE AR AR AL AN TS A
T BMRS1 1] i 4% i % 2 £ 1 W7 5 Cxa3 FRik I
A RO TR A 5 L 2 A ) B e [ A
S, U0 g A0 I 8 I e T e A e RS mT A
BRMST 1035 L g 575 B8 (0 HIL T TT B -5 200 it 1] Bt i
A5 5E SH R AR5 L R /R BRMSIL 5
5HEWENHERSRE . 45805 BRMSImRNA
FIRTES E I 0 AR O R B, np AR
S w e R TS W T AR B 2 —

PTN PR 2 A1 A B 7 o e s 110 3 A
Z—, H 5 R R R R B O R A5 B 25T R
INIE™ . PTN SRR —Fh i 2L A, J& MDK
Wi, MANEE SRR, PTN AT e dEIR G 20 0 704k
Fdh 2 58 () A=A, I AT A1 1 £ 2 200 it %) it 4 458 0
e PTN WAL FRVE R 28 A= KPR 7, ARWFoE 45
UL PTN 5 B In 0 & BB AR RE
Pl 5 Wang %" W50 45 LA, ik — 4R /R HomT
VR AU W 67 0 ST e AR AR AP BRI
Hh AR R H AU IR L R BRI TNM
G331 T+ IV 3 bk 255 7 s il L i £ 8 TS
A S0 L VAR [P P N P N ey | B DO W gy S
WA 2 RENEYT R A IR e
FIBE MBS AL, DA SR A

4% b iR , BRMSImRNA . PTNmRNA 7 5 %
EREAETESERE I SREDEEFLRE
I, e T 5 W i i TR B AR o T
Yy IR YR T RV R RS . AR T AR —
SEOR R Z A TE T AFEA S Bl 7 )7 s =
I PREGTIE , A SR vl 4 AR AR 5, it o 1 S 1

5% 3k

(1] Zask, XIEEoE . I8 I BE 5 I B AR 1A R B i e
BLI 9 9 R 8 I RE RYSE MR [T ). M ik 2 BR 25 245K, 2017,
20(12):28-31.

(2] 5, TH. HpEA R AR E#H FIA Y Treg/Th17 %
PET-ART , 17 KT LA KR A S R AR R SE e [T ). BR 244
TFHEYEZRE 2019, 16(2):175-179, 191.

[3]

[7]

[8]

[10]

[11]

[12]

(13]

[14]

[15]

[16]

Lv J, Yang H, Wang X, et al. Decreased BRMS1L expres-
sion is correlated with glioma grade and predicts poor survival
in glioblastoma via an invasive phenotype [J]. Cancer Bio-
markers, 2018, 48(23):1-6.

Qiao X, Yang X, Zhou Y, et al. Characterization of DAPK1
as a novel transcriptional target of BRMS1 [J]. Int J Oncol,
2017, 50(5):481-185.

Chudgar NP, Liu Y, Montecalvo J, et al. Abstract 4840
SNP 151052566 (Ala273Val) in BRMSI variant2 promotes
metastasis in lung adenocarcinoma|J |. Cancer Res, 2017, 77
(13) : 4840-4840.

Sun X, Wang M, Liu H, et al. MicroRNA-423 enhances the
invasiveness of hepatocellular carcinoma via regulation of
BRMS1[J]. Am J Trans Res, 2017, 9(12):5576-5578.
A L B AR I S IR S A I 5 e R AR e
BRI LT ] IRRIRIZIRIG , 2017, 30(2) :62-65.

Qiu R, Shi H, Wang S, et al. BRMSI coordinates with
LSDI and suppresses breast cancer cell metastasis [J]. AmJ
Cancer Res, 2018, 8(10) :2030-2045.

DouJ, Zhou Y, Liu X, et al. BRMSI participates in regulat-
ing cell sensitivity to DNA interstrand crosslink damage by in-
teracting with FANCI[J]. Oncol Rep, 2018, 41(1) :484-486.
Hashemi ZS, Moghadam MF, Khalili S, et al. Additive ef-
fect of metastamiR-193b and breast cancer metastasis suppres-
sor 1 as an anti-metastatic strategy [ J ]. Breast Cancer, 2019,
26(2):215-228.

Zahra SH , Mehdi FM, Saeed K, et al. Additive effect of
metastamiR-193b and breast cancer metastasis suppressor 1 as
an anti-metastatic strategy[ J ]. 2018, 71(59) :489-492.

Cao PH, Zhao S Sun Z, et al. BRMSIL suppresses ovarian
cancer metastasis via inhibition of the B-catenin-wnt pathway
[J]. Exp Cell Res, 2018, 32(26) : 1985-1989.

e &, SEUS  ai 3E4E Septing £ —ANH
S H i R E AR E Y T]. T ie W ST ARk,
2017, 9(2):132-136.

Liu L, Feng L, Nan C, et al. CREB3L1 and PTN expres-
sions correlate with prognosis of brain glioma patients [J].
Bioence Rep, 2018, 64(29) :594-596.

Sun H, He L, Ma L, et al. LncRNA CRNDE promotes cell
proliferation, invasion and migration by competitively bind-
ing miR - 384 in papillary thyroid cancer [J]. Oncotarget,
2017, 8(66) :871-875.

Wang K, Yin YH, Yang ZQ, et al. Hmgb3 Induces the Dif-
ferentiation of Uterine Stromal Cells Through Targeting Ptn
[J]. Rep sci, 2018, 14(165) : 454-459.



1484 - T ErEREIFZeE 20204811 4 #5124 45113 T Mol Diagn Ther, November 2020, Vol. 12 No. 11

. a
.’I,/a 3 e

EHURAE Y Treg #eoR P TR S AP TR PARSE &

MMAR EEAY @R KRR

[(# ZE] BH WMREINAEYL Treg ¥ A FRIEKAMMEF KRR R . Hik #EH 2015
43 H % 2018 4F 12 A MM AEAR BBz 2 F AR VIR 1Y 8 500 8 51 1 % IR 48 (CIN) B3 R T e WUR B 3%,
A3 I BR IBUE SR LH . (CIN L I B FidH 2L, K Foxp3 M85 LA cyclinD1 ,p53 (9435 \IL-10 . TGF-B1
M, R 5420 Foxp3 . cyclinD1 #9335 & IL-10 , TGF-B1 17 & B & & F CIN 41 ZUf11E
HOE I E, p53 FRIAW WAL T CIN HEUMIE# B HA L, 225 A it 5 L (P<0.05) ; = fi HPV &
Yt FIGO 73 I~ IV 4 AR5k AT Ik (0 45 56 76 10 B S50 41 4P Foxp3 1932345 I TL-10 \ TGF-B1 (1) 5 it ]
5 T e HPV B (FIGO 4 3H 1~ HHA  rfvs 4k Tk 25 56 R0 1 B S A1 40, 2 R Gei T &
(P<0.05) ; Foxp3 ¥ 1k ) IL-10 \TGF-B1 W & & 5 CyclinD1 W ZRIK R IEF I, 5 p53 BRIK R AR,
L Treg # 5% M 1 Foxp3 5 M A I N T IL-10 \ TGE-R1 & F B i 52 S0 4 & 2k 15 K B 5

[£3R] B ; Treg; Foxp3; IL-10; TGE-B1; MG KA

Relationship between cervical lesions and Treg transcription factor expression

and cytokine levels
MEI Linlin, WANG Yali*, TIAN Xiaona, SONG Shuang

(Zhengzhou Central Hospital Affiliated to Zhengzhou University, First Gynecology Ward, Zhengzhou,
Henan, China, 450007 )

[ABSTRACT] Objective To study the relationship between cervical lesions and Treg transcription
factor expression and cytokine levels. Methods Patients with cervical cancer, cervical intraepithelial neoplasia
(CIN) and uterine leiomyoma who underwent surgical resection in our hospital from March 2015 to December
2018 were selected. Cervical cancer tissues, CIN tissues and normal cervical tissues were collected, the
expression of Foxp3, cyclinD1, p53 and the contents of IL - 10, TGF- 1 were detected. Results The
expressions of Foxp3, cyclinD1 and the levels of IL-10, TGF-1 in cervical cancer tissues were significantly
higher than those in CIN tissues and normal cervical tissues. The expression of p53 in cervical cancer tissues
were significantly lower than those in CIN tissues and normal cervical tissues. The difference was statistically
significance (P<0.05). The expressions of Foxp3, cyclinD1 and the levels of IL-10, TGF-B1 in cervical cancer
tissues with high-risk HPV infection, FIGO stage Ill - IV, poor-differentiated, lymph node metastasis were
significantly higher than those in cervical cancer tissues without high-risk HPV infection, FIGO stage 1 -1,
moderately to well-differentiated, non-lymph node metastasis. The difference was statistically significance (P<
0.05). The expression of Foxp3 and the levels of IL-10 and TGF - B 1 were positively correlated with the
expression of CyclinD1, and negatively correlated with the expression of p53. Conclusion The expression of
Treg transcription factor Foxp3 and the increase of IL-10 and TGF - 3 1 are related to the occurrence and
development of cervical cancer.

[KEY WORDS] Cervical cancer; Treg; Foxp3; IL-10; TGF-B1; Proliferative genes
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and normal cervical tissues

Fz1 EIFE.CINREEEIFHLF Foxp3 RIEER
IL-10.TGF-B1 =M LLE (w+s)
Table 1 Comparison of Foxp3 expression, IL-10 and
TGF - B 1 Contents in each groups (x+s)

; Foxp3 IL-10 TGF-B1

9 41 S Y
BRI " Rk (ng/mL)  (ng/mL)
EREHHL 60 0.93+£0.15  0.83£0.17  0.74+0.20
CINZHZ! 38 1.442020° 1.5120.32° 1.3220.28°

THUAHLS 84 1.89+0.41"° 2.11+0.52° 1.89+0.44°
F1H 189.938 237.751 203.475
Pl 0.000 0.000 0.000
TE S IR B ST 4R, P<0.055 55 CIN 4141 Hh 4%, "P<0.05.
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2.2 ‘E#E T Foxp3.IL-10 TGF-B1 Fik HAH
B B Foxp3 k1A 5 IL-10 . TGF-B1 1
TEPREIEMAXKER, r 405170 0.351.,0.283, P<0.05,
2.3 RI[aIIE A BURRAE B 30 41 21 Foxp3 £k
K IL-10  TGF-B1 & &0 Lk
AR ikt BRI R S 421 Foxp3 1

Fk i L IL-10. TGF-B1 B & iR, 2R T4 2#
= X (P>0.05) ; 5 f& HPV &Y% FIGO 43 M~V i
O34k B TR B BT RS 1) B U9 40 21 Foxp3 13k
i M IL-10  TGF-B1 #y & = B 8 & T J0 = /& HPV &%
Yo FIGO /31 T ~ I = oAk ek EL 236 R 1Y)
BEUEHS, AR E L (P<0.05), L3R 2,

K2 AEIGKFESES FEAL P Foxp3 FAE R IL-10.TGE-B1 REHILLEL (x+s)

Table 2 Comparison of Foxp3 expression, IL-10 and TGF-3 1 Contents in cervical cancer tissues with different

clinicopathological characteristics (x +s)

Il PR B IE ES n Foxp3 #%i5 i IL-10(ng/mL) TGF-B1(ng/mL)

S <40 % 34 1.95+0.48 2.060.48 1.8620.51
=40 % 46 1.88+0.37 2.17+0.60 1.93+0.36

tHH 0.737 0.886 0.720

P1H 0.463 0.378 0.474
kAR <3 cm 28 1.99+0.51 2.02+0.42 1.85+0.34
=3 cm 52 1.85+0.35 2.19+0.66 1.95+0.52

HE 1.448 1.233 0.916

P1H 0.152 0.221 0.362
=GB HPV Jg gy & 18 1.51+0.34 1.67+0.38 1.45+0.34
B 62 2.21+0.62 2.58+0.61 2.32+0.51

HH 4.580 5.985 6.796

P1H 0.000 0.000 0.000
FIGO 4311 I~1 46 1.58+0.31 1.75+0.33 1.58+0.38
m~v 34 2.19+0.59 2.51+0.57 2.20+0.47

tHH 5.990 7.509 6.520

P1H 0.000 0.000 0.000
A AV o1k 33 2.13+0.66 2.60£0.59 2.2620.50
B oAb 47 1.64+0.28 1.62+0.42 1.51+0.37

tHH 4.549 8.685 7.713

P1H 0.000 0.000 0.000
NS 52 % 48 1.67+0.33 1.61+0.29 1.40+0.30
=) 32 2.1420.62 2.63+0.63 2.37+0.56

HH 4.407 9.790 10.050

P1H 0.000 0.000 0.000

2.4 HHMHLP cyclinD1 . p53 Fik i HLEL

5 IEH B S LA, B HUE X CIN 4141
cyclinD1 BFR g W W IG N, p53 IR 1 I s/,
ZERE G E L (P<0.05) ;5 CIN 421 A, B #i
FEAL LU cyclinD1 IR R IG N, p53 ik
BRI D, Z AR L (P<0.05), WLE 2 .36 3,

cyclinD1(33 kD)

p53(53 kD)

B-actin (42 kD)

EH CIN B
B EEEA AR

B2 FiE.CINRIEEETHERN cyclinD] p53 EEFKT
Figure 2 Protein bands of CyclinD1 and p53 in cervical

cancer, CIN and normal cervical tissues

F3 HBHMALH cyclinD1\p53 RIZEEMLE (v+s)
Table 3 Comparison of CyclinD1 and p53 expression in

each groups (x+s)

LUK n cyclinD1 p53
EWESHHS 60 0.92+0.16 1.05+0.23
CIN 4 38 1.2620.20° 0.55+0.08"
RN 84 2.02+0.42" 0.22+0.05®
F1H 175.582 332.842
PAH 0.000 0.000

0 HIEH BB LU, P<0.05; 5 CIN 4141 b4, °P<0.05,

2.5 ‘B @i Foxp3 ik & M IL-10 , TGF-B1 &
115 cyclinD1 \p53 235 1 [ AH

Foxp3 235 # & IL-10. TGF-Bl (I & & 5
CyclinD1 fyERIA R 2 IEAHDC, 5 p53 M RIA 7 217
I, WL 4
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Fz4 BIEH Foxp3 RIZFER IL-10.TGF-B1 &5
cyclinD1.p53 RIZEHIE K
Table 4 Correlation between Foxp3 expression, 1L-10,

TGF-B1 and CyclinD1, p53 expression in cervical cancer

B Foxp3 1IL-10 TGF-B1
LD
r PiH r P{H r P{E
CyclinD1  0.348 <0.05 0.372 <0.05 0.294 <0.05
p53 -0.371 <0.05 -0.409 <0.05 -0.421 <0.05

3 it

otk i 5 22 FhOWAE e i) & A kR YA AR
FYIRR . Ak, Gy ¥k i 78 B S0 1 & A Kk
R VR R AZ B TR R Y B
22 IG5 4 B S0 A AR I P Treg 40 LAY L
B LA B M3 B Treg 40 M B 19 5 & ¥ B 4
2P, Treg & HAT S I HI4E FH B CDA+T 41 Jifd
W RE, Foxp3 J2& 14 40 M 7 BF B b s M s N1, i
54T Treg 53 AL B ; 7310 A ) Treg RS 43
W ELAT S 28 4 1% M B9 TL-10  TGE-B1, 41 i 22 Fh
oI5 200 JEL 1 T BT | S 5 A TR - 14 0, 2 T
S PR T S8E Io 25 H  E

1o fE 5 HPV B 2 B 8500 2 s 1) 37 f& 16 P
2, R TR AU R YL = G A HPV 5, 6 7 3k R 2 i
G ATE EAMAY LR AL, 5 R g 3 40 Py 2 Fh
DR 2308 B A, 0 3 o R 7 3 DR 1 T B R S e 40
J B A= AR D AR T 4 SR U s fE B HPV
JEY T BERS N Foxp3 1R IAHAE I Treg 43 fb LA |
43 W IL-10 2 TGF-B1; Ifii A Wr 43 Ak B ) Treg X
REA S G S0 1 P 410 ] G 3238 107 28 %ot 5 B 1Y) T
W% , 2T ¥ B s f ) HPV A a8t |, &
&7 HPV SR YL 55 Treg 430 LAY B T AH B A2 F |
FHE IR IR, W25 T e 8N kLR,

FE B SR 10 & R R R h X S AN e
K G e kR 5 R A0 2 B R B A LT
B (=78, VT 5 | kg AH s BRRRAE A el AR, AR
AF 5 38 35 43 B AN [R]85 BRAREAIE B 390988 1 Treg 1925 55
AR : Bl FIGO 43 XG0 o R R A Ik B 245 &
4% , Foxp3 )38 B8 TH & , Ul Treg 14 BE
i A1 0 By S0 AR BEUERR L 7R S50 I R E
v s 0 6 0 0 4 O R Y AR SR R R
cyclinD1 } p53 J2 5 ¥4 58 % UIAH G B FE A, i 2
0 3 AR T Y S S T A TR
" BT PR Treg (38 22 fE % 3 AL 1 7

FH cyclinD1 Fih3 22 SETEIN G p53 Rk
/b UL H Treg 4 B D) BE A0 20 AR 15 184 48 JL PR 36 35 1)
SR . XA 5 R U R BRI () 2R A W)
G, HEMTULRA Treg 3 Z A2 0F 15 SR 1% 1Y & & .

2k P RTIR B S 42U Treg #% 5% [ 1 Foxp3
KM R F TIL-10, TGE-B1 (1) 3 34 B i 34 i H. 5
9 BEARAE AT 56, 7 5 8 HPV JE e 7] BE A2 7F Treg
I TR 2 2 — | T Treg 704k G X REME
2 958 20 B ) 38 58 0 5 DR AR B A RE o TES TR Y
e, A DL 5 S0 4 M8 9 3h W) A R R 56 I
Treg X e A= < | e Je 240 Jf 364 5 %) 52 1

S 3Lk
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PG .MG7-Ag 45 G-17 k0% H 9 R A8 . iz
Woir B %2 i Wi

AR WM ANEE

(¥ ZE] H® SEEAR(PG) . BB Ehiik (MGT7-Ag) K& B W -17(G-17) & I}
BRHDRALS BRI E . 73R UEE 2018 4E 6 A F 201948 1 A ARBEIIA T A48 A bR i i B i i
126 Bk B AL, A 2 2 A IR 40 AN ) o AR K 40 hy v oA AL (n=38) L 43k (n=52)
FARA 4] (n=36) , [F]isf 356 S [R] A e 1 &5 {ebt BRE ARG 3 51 ) (e e o ) | B i A8 R 3 112 4 (8
FERTRGAS ), BRI A H R MR R R4 (n=38) | B B A (n=46) BHEEFHEE KA
(n=28) . LHEAFAHE PG . MGT-Ag.G-17 $8Fr/K -, 7145 HP PHM: YL 3, X LU AS [m) 46 000 %o 15 98 s
A BEERCWIRRE. BR H R4l MGT-Ag G-17 £iA/K VT B AR A 4] AR R, 24 5 BA
GuiteEE X (P<0.05) , BT AZ4 PG | \PGR ik /K V- 25 & T IR 4 B 4, B s 41 PGR K
AR T BT AR T IR, 25 S EUR Giit A X (P<0.05) . R EAH MGT-Ag 5 T A
1 R, B A G-17 KOF AR TP oAb 4 AR B4, 22 S HA it L(P<0.05) 5 5
AL B PG T (PG I \PGR 7K HA 22 5 BG4 L (P>0.05) o M PEZE 41k B R4 G-17.
PGR PG [ /K- FH LT R FM: B 4] B itmal, i E M E R PG IR FHAMA, 27 A SKiT+#
B (P<0.05), B4 HP FHM R T BETNAH, 25 A 518 L (P<0.05) . PG+G-17+MG7-
Ag+HP R 8 TR EE & B B 18R E R AR R R B T A (P<0.05) .
%t PG.MGT7-Ag K G-17 5 BIg P kA i RAFA — BB R A R85 K7, A SR &
PR RGBSR n] 48 = i W R U R

[X8i7] PG; MG7-Ag; G-17; HIEHNZS; BiE

Diagnosis and differential diagnosis of PG, MG7 - Ag combined with G -17

detection for gastric precancerous lesions and gastric cancer

WEN Cai, XIAO Mingna, PU Shanying*

(Health Management Center, the First People ’ s Hospital of Chenzhou City, Hunan Province, Chenzhou,
Hunan, China, 423000)

[ABSTRACT] Objective To analyze the diagnostic value of pepsinogen (PG) , MG - Antigen7 - Ag
(MG7-Ag) combined with gastrin-17 (Gastrin-17, G-17) detection for gastric precancerous lesions and gastric
cancer. Methods 126 patients with gastric cancer who met the inclusion criteria were collected from June 2018
to January 2019 and set as the gastric cancer group. According to the different differentiation levels of
histopathological tumor cells, they will be divided into a highly differentiated group (n=38) and a moderately
differentiated group (n=52) and poorly differentiated group (n=36). At the same time, 51 cases with normal
healthy physical examination in this hospital (healthy control group) and 112 cases with gastric precancerous
lesions (superficial gastritis group) were selected. Patients in the gastric precancerous lesion group were again

divided into superficial gastritis group (n=38), gastric ulcer group (n=46), and chronic atrophic gastritis group

AeR B s A RAF AT R (18]]6235)
M s BN T — AR B RAE R 2 S 3y MR 423000
*BAZAE A A E 3, E-mail : 46976946@qq.com
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(n=28). The indicator levels of PG, MG7-Ag, and G-17 ih different populations were compared, the HP
positive infection rate was calculated, and the diagnostic efficiency of different tests for gastric precancerous
lesions and gastric cancer were compared. Results  The expression levels of MG7-Ag and G-17 in the gastric
cancer group were higher than those in the gastric precancerous lesion group and the healthy control group (P<
0.05). The expression levels of PG I and PGR in the gastric precancerous lesion group were significantly higher
than those in the healthy control group and gastric cancer group. The PGR level in the gastric cancer group was
significantly lower than that in the gastric precancerous lesion group and the healthy control group. The
difference between the groups was statistically significant (P<0.01). MG7-Ag in the low differentiation group
was higher than that in the high differentiation group and moderate differentiation group. and the G-17 level in
the high differentiation group was significantly lower than that in the moderate differentiation group and low
differentiation group (P<0.05). There was no significant difference in the levels of PG 1 , PG Il and PGR
among patients with high, medium and low differentiation of gastric cancer (P>0.05). The levels of G-17,
PGR and PG [ in the chronic atrophic gastritis group were significantly lower than those in the superficial
gastritis group and gastric ulcer group. The PG I in the superficial gastritis group was low than that in the other
two groups (P<0.05). The positive rate of HP in the gastric cancer group was higher than in the gastric
precancerous lesion group (P<0.05). The specificity and sensitivity of PG+G-17+MG7-Ag+HP in detecting
gastric cancer, superficial gastritis, gastric ulcer and chronic atrophic gastritis were significantly higher than
those of single test (P<0.05). Conclusion PG, MG7-Ag and G- 17 are related to the occurrence and

progression of gastric cancer. The detection of the above indicators can effectively evaluate the patient ’ s

condition, and the combined detection can improve the sensitivity and specificity of diagnosis.
[KEY WORDS] PG; MG7-Ag; G-17; Gastric precancerous lesions ; Gastric cancer

BRI W THAE R GBI 2 —, T8
AsEageil, 3 E B TR 25.2/10 71 (F 1%
32.8/10 3 & 17/10 73 ), 249 i A8 b fgg SE T 1
23.2%"" . Bl A ERAF T MR A, BRI R & 3
TG A R IR R — R R
R-ZFATEE R A R BRI A - BT
FIREER R A AR AR TERRAIR B gk
AR AR LR B R WA A
BB O ReE m E R A, BRI IRY)
AN B 0 A K e At 7R S TSR AT A (helico-
bacter pylori, HP) A 5, {H B—Fgl] HP X} B #0 %
HC Wi m PR R PR . IR AE kR Z A
hy 8 & M L (pepsinogen, PG) | B i 5 73 e P ik
(MG-antigen7-Ag,MG7-Ag) } B %-17(gastrin-17,
G-17) %5 HF X RZHY), L5 % Mg e A& BA T
B FRE AT E 6 IR M e i TR S R
W, AE RIS B JE R AR TR Al TR AR
FERHEIE PGHMGT-Ag+G-17 IS K6 AF 1 I A 1 FH
P8, A REE AR OC S Bk, IR .

1 ARSI

1.1 — o
4 2018 4F 6 J 2 2019 4F 1 A AR iAo E

S FRH 126 BN B e 21, 10 2H 2005 B 27 i Jed 40
JLAS TR) S Al B 4 L3R v 4 AR 2 (n=38) . Hh 41
b4 (n=52) AR T4 (n=36) . HH 5 718 4], &
48 ] , % 27~71 %, P AR Y (48.2826.11) %
YHAFRUE « 283d TR B B TE A 612 O SR R M
I s AR >18 JA 2 s ARG AR FE 32 00T RARYT 5 I IR
TR R TC R R o HEBRARE A T MR
B IR Pl Bl I 2 P AR s 2 5 7 Rl
B LR S 12 M

TEI AR AR BESTs i B i i AR AR 112 i
HNA BRI AR, b B 64 4], Lot 48 191,
A 22~70 % P44 (46.96£8.07) % AR AR ZH 21
3 B2 Jf g 20 R AS () o AL R B oy R ik R B R
41 38 i . o Al 46 B 1B M4 PEE K4 28
Bl ANABRIE : 2858 PR AT sl 38R A B A 2 Ko
FERTIN AR 5 AE I >18 JR % s AZHHT 14 H AR AR
2 B E R . HEBRARIE : & I W bR 2 sk
MR I L 2 Rl e BT A B
IEH R RN 55 Bl A (R IR, HERR R AE
WF AR, o B 33 6], ok 22 ], 4F i 22~70
B AR (47.25+7.53) % . 3 YIRS 1
RIS — R LR 22 R RS B L HA T T
PE(P>0.05) o ABFFEGA B BE A0 P22 51 254t
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B LR w42 g R

1.2 ik
1.2.1  WEFER

W e 3 A2 H I IR T RE, L3 PG . MG7-Ag .
G-17 B K V2257, B 41 I B i A2 41 HP Jak
YU S H AN RIS - BEXT B R AL | 02
W R RE R
1.2.2  FEAUER 5ilH

RIS 2 H T R AN I 3~5 mL F
SRAAE P, 43 15 LT 2% ) e B —20 CUkAR FRfe . DR
FH 7% 2% Biohit 2\ 7] ELISA i 7] & /9 PG 1 PG
II .G-17 & MG7-Ag K-, 545 5 47 PG 1 /PG
T FLAE 155, SRHC PGR A, T A #5 AE 359 7™ A% 4% 1K
IV B B 34T , MG7-Ag>3 U/mL N FHME . @1
FH D3 PR & B R 56 BBk 13/14 0 SR 5646 I HP
BHAE .

1.3 Geil#rik

K SPSS 18.0 S FHEATSE T 434 . HHHcHE
BEBAn (%) F0R AT 22 K s THEERERHLL Ge e s) 2
IR ZAURIUTT 25007, TP LR L e, P<
0.05 A Z5A G2 E L.

2 R

21 AN[EAREPG . MGT7-Ag.G-17 FiE /K FIH M
21.1 3HZK#H PG .MGT7-Ag.G-17 £k /K2
SN

B4 MG7-Ag .G-17 £ KPR EE T H
FERIR A fE X IR, 2R BA S %2 L
(P<0.05) ; BREHIAE 4 PG T \PGR ik /K- i
T TERE T R | E A s R4 PGR /KT i 3
T B RN AS A fREEXT R, 25 A ST
2 L(P<0.05), W1,

®1 3AFHEPGMGT-Ag.G- 1T RIEKFERILL (v+5)
Table 1 Comparison of the expression levels of PG, MG7-Ag and G-17 among 3 groups (x+s)

25 531 n PG I (pg/mL) PGII(pg/mL) PGR MG7-Ag(U/mL)  G-17(pmol/L)
fee e X R 21 51 116.36£30.25 8.49+3.26 12.63+5.41 1.43+0.50 8.36+4.02
BRI AR 2 112 140.32+52.02" 14.25+4.82" 14.3626.25" 1.52+0.45 13.2545.02°
=Erel 126 77.66234.51° 20.78+9.33% 3.94+1.59" 2.91£1.07" 23.15+9.74"
FAH - 68.29 62.31 164.62 114.99 93.61
PAH - <0.001 <0.001 <0.001 <0.001 <0.001

T SRR FRALAH L, P<0.05;° 5 B HTR 284 1L , P<0.05,

21.2 AFETRRE BB PG MGT7-Ag .G-17
AKX L

KL 4l MG7-Ag fc i T4k 4l & 41k
A, mor e G-17 K AR TF i a i ARk,

2SS A G F i L (P<0.05) 5 & ARk
BB PG 1 PGl .PGR K iR TS 1T
22V (P>0.05), W#E2,

®2 ARSUEEBEEE PG.MGT-Ag.G-17 KiEKFEI L (v+5)
Table 2 Comparison of expression levels of PG, Mg7-AG and G-17 in gastric cancer patients with different

degrees of differentiation (x+s)

21 5 n PG I (pwg/mL) PG I (pg/mL) PGR MG7-Ag(U/mL)  G-17(pmol/L)
el 38 77.45£29.63 23.84+7.46 3.46x2.01 2.51+0.56 21.25+4.15
L RE A 52 81.15+31.69 21.69+9.11 3.51+2.13 2.93+0.71° 25.36+7.42°
(i) 36 75.78+30.45 17.36+9.59 3.94%2.39 3.26+0.68" 27.63+10.51°

FH - 0.36 5.22 0.56 12.06 6.59

Py - 0.700 0.006 0.572 0.004 0.001

0 5 e oA L, P<0.05,

2.1.3 AT B H PG MG7-Ag .G-17 %
IR XT L

PSP ZE g K4 G-17 .PGR PG | 7K &
EFEREMES R4 B UHd, REMEE RY PG
M T E R Eiind , 2R EA

Giiter i L (P<0.05), W 3.
2.2 AN[E A HP IR E O

B 9 41 HP [H M 2 & T F 95 00K 28 41 HP
BHPE %, 22 5 B g2 8 X (P<0.05) ., U
4,
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x3 AREBHIEREE PG.MGT-Ag.G-17 KiEKEXFEL (v+s)

Table 3 Comparison of expression levels of PG, Mg7-AG and G-17 in patients with different precancerous diseases (x +s)

205 n PG I (jg/mL) PGl (jg/mL) PGR MG7-Ag(U/mL)  G-17(pmol/L)
WRMEE KA 38 119.65+41.08 10.05+4.39 12.71%5.36 1.56+0.31 10.82+4.51
B A 46 170.85+43.15" 20.47+6.49° 7.15+3.54° 1.8620.53 14.96+6.10°
12 PEZE 40 R A 28 80.49+31.69° 17.48+7.15° 5.09+1.32° 1.62+0.21° 4.39%2.07"
Fi4 - 46.97 31.72 35.26 6.59 41.69
P4 - <0.001 <0.001 <0.001 0.002 <0.001

T AR XS B A L, P<0.05 ;" 5 B R AR A8 M FL L P<0.05.,

®4 AERABHPBLEER (2(%) ]
Table 4 HP infection in different populations [7(%) ]

2H 5] n HP BHH: 51 %%
BT AR 2 112 64(57.14)
wREE R 38 16(42.10)
Bt 46 36(78.26)
e PEE % 28 12(42.85)
Pl - 14.219
P1E - <0.001
B 126 108(85.71)
otk 38 32(84.21)
ok 52 44(84.61)
434k 36 32(88.88)
Pl - 0.418
P1{E - 0.811

2.3 EREI2Wrn BTN AS B R 2 Bk he
PG+G-17+MG7-Ag+HP ¥ & & Rk E

RUBUU EHEERATE R FE R E R E

TR (P<0.05) , WF 5,

3 it

BRI BRI 0% L L8 T rh
B3 A AR R BRAIG, TR 5T B8 i e s & AE L
P2 IR H % 5 K. Endo 48 AN HP
SRS B R A G TR R E T HP B A
FBE Y 22 5 I EE A G, R R AL
H HP AT R AT A SRS . PG AE N B & (il

x5 BAVEXEEIIRE.BEASETEE (%)

Table 5 Diagnostic efficacy of combined diagnosis for precancerous lesions and gastric cancer (%)

H 820 (n=63)

HARMEH R4 (n=19)

Btz (n=23)  1BIEZEGIEE R4 (n=14)

2K H
7 Few B REUZ FeRE R FpRE REE i R
HP [HYE 39.68"  42.85° 52.63" 57.89° 5217 69.56" 50.00° 57.14°
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Analysis of the value of preoperative albumin-globulin ratio and NT-proBNP in

prognosis of patients with acute myocardial infarction after PCI

ZHANG Peiwen'*, WU Shengfu®, CHEN Wenjun'

(1. Emergency Department of Wuhan Central Hospital, Tongji Medical College, Huazhong University of
Science and Technology, Wuhan, Hubei, China, 430030; 2. Department of Critical Medicine, Minda
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[ABSTRACT] Objective To analyze the evaluation value of preoperative albumin-globulin ratio ( A/
G) and the N-Terminal pro-brain natriuretic peptide (NT-proBNP) in prognosis of patients with AMI after
PCI. Method A total of 178 patients with AMI treated in our hospital from January 2017 to July 2019 were
selected as the research objects, and all patients met the clinical diagnostic criteria of AMI. Among them, 121
patients treated with PCI were selected as the PCI group, and 57 patients without PCI treatment were selected
as the control group. The expression levels of A/G, NT-proBNP, ABL and GLB were measurd and compared
between the two groups. Patients with PCI were further divided into groups with good prognosis and poor
prognosis according to whether cardiac adverse events occurred after PCI. Logistic multivariate regression

analysis was used to analyze the relevant factors affecting its prognosis. Results There were significant
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differences in the expression levels of A/G and NT-proBNP between the two groups. The levels of A/G and ABL
in the PCI group were higher than those in the control group, and the levels of NT-proBNP and GLB were lower
than those in the control group (P<0.05). Among patients with different prognosis, there were significant
differences in age, smoking history, LVEF, CRP, ABL, GLB, A/G, and NT-proBNP (P<0.05). The number
of patients with good prognosis without smoking history, LVEF, ABL, A/G, were higher than those with poor
prognosis group, and the age, levels of CRP, and GLB were lower than those with the poor prognosis group.
Logistic regression analysis showed that age (= 65 years) and CRP (= 45 mg/L) were independent risk factors
for cardiac adverse events after PCI in AMI patients. LVEF, A/G, and NT-proBNP were protective factors for
prognosis (P<0.05). Conclusion The levels of A/G and NT-proBNP are related to the prognosis of patients ,

and they are the prognostic factors of AMI patients after PCI, which can provide a reference for their

postoperative evaluation.
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Table 1 Comparison of general clinical data between the two

groups [n(%), (x+s) ]
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NT-proBNP ,GLB /KK T-%F B4, 22 5 A Ge it
B (P<0.05), W2,

®2 W4 A/GNT-proBNP RiAKFIFLL (v+s)
Table 2 Comparison of A/G and NT NT-proBNP expression levels between 2 groups (x+s)

20 A/G(%) NT-proBNP (ng/L) ABL(g/L) GLB(mg/L)
PCI# (n=121) 0.25+0.08 1342.11+88.67 38.78+5.63 30.33+4.12
X 82 (n=57) 0.19+0.07 2975.12+174.36 33.68+3.54 34.26+4.72

tHH 4.853 82.903 6.274 5.662

P1H 0.000 0.000 0.000 0.000
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Table 3 Comparison of clinical data of AMI patients with

different prognosis
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F4 0 AMI £ PCL U1 R % JTHE Logistic B V34547

Table 4 Multivariate logistic regression analysis of PCI prognosis in patients with AMI

E- EYEES FrifETR 22 Wald/y* {8 OR (95%CI) P{Y
AR 0.330 0.011 1.163 1.390 (1.361~1.421) 0.021

% AR S 0.151 0.335 0.187 1.162 (0.603~2.224) 0.631
LVEF -0.533 0.183 1.231 0.586 (0.409~0.840) 0.033
CRP 0.555 0.212 4.562 1.741 (1.149~2.639) <0.001
ABL 0.151 0.335 2.314 1.162 (0.603~2.242) 0.112
GLB 0.167 0.331 1.032 1.181 (0.617~2.260) 0.342
AIG -0.25 0.05 6.485 0.778 (0.706~0.858) <0.001
NT-proBNP -0.411 0.185 6.899 0.662 (0.463~0.949) <0.001
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ROC M4 53 #T caspase-3 . P53 XPYF 2L AN (H . 53R WA B4 LIS H caspase-3 (P53 1 & 1 5 T
IR , 22 A et 2E 2 L (P<0.05) , HAS[RIWT 34545 F2 B e W g it S 2 U B8 3 LB 35, 1ML caspase-3
P53 &t [LAE, Z R A ST 2F B L (P<0.05) ; WL 4] T caspase-3 . P53 5 1> W A7 BUR A TR YT B 50K
lKF caspase-3 P53 Frig< i EW B, 22 A Ge it A L (P<0.05) ; LY caspase-3 \P53 7t XY AR
A WM ANAE , B A8 S 435 4 14.76 pg/mL . 0.835 ng/mL ., £518 L7 14> F caspase-3 . P53 I £ 5 %%
REEERN R SR INE XA RUR T RER K,

(R8I ] k4 ; MT; caspase-3.P53; JT4KL

Correlation between serum apoptosis molecules caspase-3, p53 and the disease

condition and therapeutic effect of sudden deafness

WANG Zhichao', YUE Haigui**

(1. Otorhinolaryngology Department, Union Hospital Affiliated to Tongji Medical College of Huazhong
University of Science and Technology,, Wuhan, Hubei, China, 430022; 2. Otorhinolaryngology Department,
Sinopharm Dongfeng Maojian Hospital , Shiyan, Hubei, China, 442012)

[ABSTRACT] Objective To study the correlation between serum apoptotic molecules Caspase-3, p53
with the disease condition and the therapeutic effect of sudden deafness. Methods 50 patients with sudden
deafness admitted to our hospital from September 2018 to June 2019 were selected as the observation group, and
50 healthy volunteers were selected as the control group. The serum levels of Caspase-3 and p53 were detected.
The disease condition and curative effect of the observation group were evaluated, and the predictive value of
Caspase-3 and p53 on curative effect was analyzed by ROC curve. Results The levels of serum caspase-3 and
p53 in the observation group were higher than those in the control group, the difference was statistically
significant (P<0.05), and the differences of serum caspase-3 and p53 levels of patients with different degree of
hearing impairment and type of hearing curve, the difference was statistically significant (P<0.05) ; the total
effective rate of patients with Caspase-3, p53 content > median in the observation group was lower than that in
the patients with caspase-3 and p53 content < median, the difference was statistically significant (P<0.05).
Serum Caspase-3 and p53 levels have predicted value on curative effect, the best cut-off points 14.76 pg/mL,
0.835 ng/mL respectively. Conclusion The increase in serum apoptotic molecules caspase-3 and P53 is related
to the occurrence, aggravation of the disease and the therapeutic effect of sudden deafness.

[KEY WORDS] Sudden deafness; Apoptosis; Caspase-3, p53; Curative effect
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Jir BT A W5 TR T 3 43 2% AR AIE , DSl i 22 U, £
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M T SRR AT R S R A RN AAAR
K, P53 HEH M R EIR Y KA E IR H K
fi#t I - 3 (cysteinyl aspartate specific proteinase -3,
caspase-3 ) 4 AP S 55 HL 0 2 20 b 41 i 08 T2 R 5 1)
7, P53 il i caspase HKHfi Al caspase AE K 5 9 Fir
SR G| G N e FEAN I T, caspase-3 M| H
FEPATHMR M TSR BRI Sh ) SC g R B,
TE T35 3 HE 2 /0N B B i 41 40 rh caspase-3
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B ELAR AT 1ML 35 98 1249 F caspase-3 P53 5 R &
PEH B0 1 BRI ROR WA G, B 7y B 28
RANEE R B KR HLE L A IS e v BB R e i
TN PR R P B AR

1 M&REFE

1.1 R4
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H SRR /9 50 5158 K 1k B2 58 8 A S Lg%
4, Horh B 28 ] Lok 22 19, AR 37~59 B -
¥1(47.47+8.95) % 5 53 BRI A (1) 50 11 fit B ki Ja
HAE T B, Ho B 30 1) Lt 20 1, 4E
35~60 % V-5 (48.32£9.37) % , 4 ] — B 55 Ak 1)
FL#, 22 g2 L (P>0.05) .

PARRE : OFF A (R KW EE2W AR5
i (2015) ) i g8 & M B E 2 Wi bR i JE 1T 3R
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1.2 LI caspase-3 P53 ) Fa il
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L5 3 000 /43 B5.0> 10 min, 4385 10135 J5 S FH g 156
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DT 37K (Decibel Hearing Level , BHL f4) %% i ikt

K .41~60 d BHL [ h EE k2K (61~80 d BHL A9 8 Jif
5 e (=81 d BHL ()45 55 B ik 5 Wy g i 2628 74
F5<1 k Hz (- 200K T [#>15 d BHL R9MIG P4 T [%
%1 2 k Hz DL 458 FR&>15 d BHL [0 P e %
R £ AT B AT B H.(0.5~4.0 )k Hz W3
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1.4 JRITRCR TR
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(2015) ) PVPAL T RL, 52 B 3 W 3 WK A2 AE 8 R o
AW 33 m 30 d BHL 4 485 W J1 34 im 15~30 d
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FPE A AT
1.5 GEiteFhik

K SPSS 21.0 2 Prism6.0 34 #F 17 %088 47
B, iR DL (R +s) Fm (PHALIR FL 3R ¢ K
55 Z 4 8] H R 7 22 504, i B R A n (%)
FEoR AL FE R A 2 KL, TR &R ROC
M Hr. P<0.05 M2EFA G2 X,

2 HFR

2.1 W4 I caspase-3 P53 & & 1 LK

EjRR A LA, WA A S LTS T caspase-3 .
P53 (5 it W B3N, 25 A7 Gei 7 2 L (P<0.05) .
W1,

Fz1 WHMPE caspase-3.P53 EEMILLE (v +s)
Table 1 Comparison of serum caspase-3 and p53 contents

between 2 groups (x+s)

i n Caspase-3(pg/mL)  P53(pg/mL)
PR 2S4E] 50 17.67+5.29 0.98+0.29
X RE 2l 50 6.58+1.31 0.39+0.10

t{H 14.389 13.600

PE 0.000 0000

2.2 WLEAH i AR g 1 A ML caspase-3 . P53
TR

WL A AN [6] T 3 453405 8 B LY caspase-3 .
P53 i My 2L R R L, 2 R A Gt
Y (P<0.05), W#2,
2.3 WEH H A A caspase-3 P53 7 i K IR TT
ROR Y b4

55840 f caspase-3 P53 5 < B Y R
LA, caspase-3 . P53 & > BB E TG IT AL
AR, Z 7 A 5 E X (P<0.05), W3,
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F2 MBEADFRERFEESEME caspase-3.P53 EEH
EEB (vs)
Table 2 Comparison of serum caspase-3 and p53 contents in
patients with different diseases condition in the observation

group (x#s)

i 43k Caspase-3 P53

(pg/mL)  (pg/mL)

W 3 AR U335 11 8.95£2.44 0.54+0.14
g 19 15.52+4.08 0.79+0.22

I 13 22.13+5.77 1.21+0.29

W & 7 28.93+7.74 1.76+0.35

F1{H 28.391 23.575

P{H 0.000 0.000

T J7 i £ s SEIH 15 7.58+2.23 0.49+0.14

R FFERL 18 14.58+3.24  0.80+0.24

B RRER 7 26.39+8.85 1.22+0.31
Eowcsii 10 32.2629.12 1.87+0.36
F1H 34.184 32.389
PiH 0.000 0.000

®3 MEARARE caspase-3.P53 R BHBITHAR
HIELER [n(%) ]
Table 3 Comparison of treatment effect of patients with

different levels of Caspase-3 and p53 in the observation group

[n(%) ]

Ei=270 Gy n AT JosL

Caspase-3  >Hi %k 25 19(76.0)  6(24.0)
<k 25 11(44.0)  14(56.0)

AL 5.333

Pli 0.021
P53 > 25  20(80.0)  5(20.0)
<k 25 100(40.0)  15(60.0)

AL 8.333

PiE 0.004

2.4 [fiL¥E caspase-3 P53 & & il y7 %% 1Y) ROC i
Lo b

MLY% caspase-3 . P53 7 & T J7 34 19 ROC H
& TN 0.771(95%CI : 0.642~0.899) , AR 2y
B A8 B R AR 0 0 e AR 43 701 4 14.76 pg/mL
0.835 ng/mL, UL 1,

100 A 00 B
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60 60

RAYIE %
RARIE %
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145 51 9% 145571 %
A WL caspase-3 & & YT L ROC £ ; B ML P53 7 i
TIF7 AL ROC 12k
B 1 I caspase-3.P53 & E M7 LA ROC # 2k
Figure 1 ROC curve of serum caspase-3, P53 content

predicting curative effect

3 itig

58 M B R 1 VT 70 L R e AR T B A
() LR B, R BN M M B2 A H R K
J HRG 2SR AR o T2 R LA B R AR A
KTEORH R IR SEA 152 I IRIG
7R R R GBI R R A 3 H T s
SRR, BATRTRAMEZNTIFIAN W)
AR BE ST g i S B iR T AR W i
TR = DA e A A R R T RO e
BB AR RO B2 1 2R TG OGRS R PEH
R R IRALH WA 2 B bR 2 IR S8 A T AL
REG AN G . TG PR AT 20 MO8 T 55 5 i
Higoipe 2 Bt M SR Eman 8 k4
UM OCI IR 2R, 48 AL N R 340 L R I g
S5 | S H W A A B IS, R B A A o R A
FEPH T, BE G R AL AP RE,
JOEL T A i | ) 28 2 Ik 2 R A Qi i b . C
PR AR SR A -1 AR S TG PR 1 A
KBYFR B YTE 5 RN B35 B8 E h e o HL
SE B 8ea & B TR S AR 5 kP E
IR IEVEAS Th AR I A A
AWFFE B T4 F caspase-3 & P53 1E R iF
R R EH BN EY . AN, FEN
BAV5 T B2/ B ER 20 20 caspase-3 & P53 1)
FAR WY TN, P53 BEAS I i 15 5 4 AL cas-
pase-3 ik , 1M H caspase-3 2k P47 4t A 7 170k
. P53 [z caspase-3 S i 4 5 RE WS BEHE A LR
PG, i 000465 9 9 R DG IO A 930 552, A8 2 A8 4 1
1 1 P53 J caspase-3 19 7 i B g 38 i HL 5 #2840
PHRERE VIR . AT S5 3R P53 M caspase-3
(3G 22 5 98 R MEHR I i A DG, 3k, 5 BIEAE HAth
FH KT SR B REERIG .
REMEHZIIEIEREA—, TSR &
W 7 i AR VAL AR 00 5 5 2%, W 4 A i
FEBR B B I ) i AR b A
o i e 2, R A B AU T R B AR MR A T A
S I L, Fh PN B ML R 2R RS 1 3 AR S Py A
R BUK G R AR T B AL IS B . AT
I B W A O R B ST T i 2SS
i, [MLYE 5 P53 M caspase-3 4% 1 HH S 384 i, & B
P53 J caspase-3 M35 /I5 98 & 1 B2 1% 1IN s A
Ko CAWFFERY, W 8 iR B KT Iy th 42 il



1500 - > T2ErEEIr e 20204E11 4 45124 45113 T Mol Diagn Ther, November 2020, Vol. 12 No. 11

FER R RS TR H BRI ORI R AT R K
B : P53 M caspase-3 & BRI NS AT B ROCRRE
i, H. P53 J% caspase-3 XJ¥ 7 2A HHME.

25 LR, WS 173 F caspase-3 P53 2 5
G RN B2 1 K e I I E KR o7 A8CR W e
% ARk caspase-3 P53 A HAE g 58 A M HE AR IO 17
Vb AR S H T IR, Rl BA 4 5 A o i i e 1
TEGE A 225350 P VR AL B At 10T R i

&% 3k

[1]  Kuo CY, Chung CH, Wang CH, et al. Increased incidence
in hospitalised patients with sudden sensorineural hearing
loss: a 14-year nationwide population-based study [J]. Int J
Audiol, 2019, 58(11) : 769-773.

[2]  Ali AH, Salahuddin Z, Salim R. Sudden sensorineural hear-
ing loss: A missed opportunity for treatment[J ]. Malays Fam
Physician, 2018, 13(3):29-30.

[3]  Chen X, Fu YY, Zhang TY. Role of viral infection in sudden
hearing loss[J . J Int Med Res, 2019, 47(7) :2865-2872.

(4] WM, IMEE, ChBEAE, A 1508 M 5 5 1 K B
AR LR 4 2 p53 I caspase3 Rk M [J]. il T HE 2y
KEz2E, 2017, 19(7) : 17-20.

[5]  rAH LA SO AR R Ry, AR H G
W Sk B4 0 2x L RO H IS W FIA TR R/ (2015)
[J]. P AT BRI K FOME AL, 2015, 50(6) :443-447.

[6] Liu XH, Liang F, Jia XY, et al. Hyperbaric Oxygen Treat-
ment Improves Hearing Level via Attenuating TLR4/NF - kB
Mediated Inflammation in Sudden Sensorineural Hearing Loss
Patients[J]. Biom Env Sci, 2020, 33(5):331-337.

[7]

(8]

(9]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

Han JJ, Jung JY, Park KH, et al. Nimodipine and Steroid
Combination Therapy for Idiopathic Sudden Sensorineural
Hearing Loss[J . Otol Neurotol, 2020, 41(7) :e783-e789.
Tong B, Niu K, Ku W, et al. Comparison of Therapeutic Re-
sults with/without Additional Hyperbaric Oxygen Therapy in
Idiopathic Sudden Sensorineural Hearing Loss: A Random-
ized Prospective Study[J]. Audiol Neurootol, 2020, 12:1-6.
HDREL, TR EE . SR MEH I A R WL 5 1697 e Bk
(V). P EREAE L 2020,35(9) :496-500.

Rt , ML, ToAR, 45 SR VEHER 120 BT RCS BUS Y
SRR ML) LiEEZY, 2016, 37(5) :45-48.
Rodrigues JC, Bachi ALL, Silva GAV, et al. New Insights on
the Effect of TNF Alpha Blockade by Gene Silencing in Noise-
Induced Hearing Loss[J]. Int J Mol Sci, 2020, 21(8):2692.
Frohlich F, Groschel M, Striibing I, et al. Apoptosis in the
cochlear nucleus and inferior colliculus upon repeated noise
exposure[J |. Noise Health, 2018, 20(97) :223-231.
BRI, WA, BN, A5 LW IR B KT R 42 1
598 e Wk B3 T 52 0 A TP BA SIS [0 . v T i ik
BE2¢Zek, 2018, 18(1):8-12.

Huang Y, Lv T, Xie M, et al. Blood homocysteine and folic
acid levels may provide reference value for the treatment of
sudden total frequency deafness[J]. Ann Palliat Med, 2019,8
(5) :604-610.

Ogal R, Akin Ogal FC, Giilliev M, et al. Is the C-reactive
protein/albumin ratio a prognostic and predictive factor in sud-
den hearing loss?[J |. Braz J Otorhinolaryngol, 2020, 86(2) :
180-184.

Giindogan F, Bayram A, Kalkan M, Plasma levels of endo-
thelial cell-specific molecule-1 and pentraxin-3 in idiopathic
sudden sensorineural hearing loss [1].7 Laryngol Otol, 2018,
132(11):995-999.

(L% 1496 )

[10] Yixin Xu, Xuezhong Xu, Cheng Xi, et al. Prognostic value
of preoperative albumin to globulin ratio in elderly patients
with rectal cancer|J |. Medicine, 2019, 98(24) : 16066.

[11] =20, WIS, XU . & T2 2 0 St JULRE AL 2
PCI A J5 I 1105 190 652 [T ], BRI A%, 2018,
20(7) :1046-1048.

[12] A, TTI0OC, B0, 55 . US0488H X B AR 5 A BUR A
TOPERILT]. 22 Bk, 2019, 28(8):989-994.

[13] Hiroyuki Fujikawa, Yuji Toiyama, Yasuhiro Inoue, et al.
Prognostic Impact of Preoperative Albumin-to-Globulin Ratio
in Patients with Colon Cancer Undergoing Surgery with Cura-
tive Intent[J ]. Anticancer Res, 2017, 37(3):1335-1342.

[14]  XWHE, BRes, §155 25, 55 . N R i 4 I i 1432 W A 52
A N5 P I PR 2 LT ). v i S LR SR, 2016,
31(5):365-368.

[15] JF#v, 828, 252, % . Value of hs-cTnT and NT-
proBNP in patients with acute myocardial infarction progno-

sis%hs-cTnT Fl NT-proBNP 7 2 4.0 U B 8 45 15 i /9

[16]

[17]

(18]

[19]

[20]

MERTELT ] h RS2 HE, 2016,20(11) 1 1859-1863.
B IR, TR BT R AN AR S R B R AT (A x
AR R B TG s [T ], b A S 2 K SR TT
Zii, 2015,33(9) :848-851.

Fei Zhang, Peng Sun, ZhiQiang Wang, et al. Low preopera-
tive albumin - globulin score predicts favorable survival in
esophageal squamous cell carcinomalJ . Oncotarget, 2016, 7
(21): 13-14.

XNEA . T3k Py R S GG PCL G Atk O RSt &
I P AR B 28 5 U B ST (D). 96 B R B A AR
2016, 22(1) :66-67.

Marlin Wayne Causey MD, Niten Singh MD. Clinical Impli-
cations of B-type Natriuretic Peptide (BNP) and N-terminal
proBNP (NT-proBNP) In the Care of the Vascular Surgery
Patient[J |. Seminars in Vascular Surgery, 2015, (27):3-4.
XUHR A . 2O URESE IR 7 390 0] o He 28 S 4 | o B 2 ) 78
o B FE A5 5 Ik Gensini FR 43 #Y G FR [T]. Ay BE 2 4%
2016, 16(10) : 1316-1319.



TR ST 4E 20204611 ) #5124 5511481 J Mol Diagn Ther, November 2020, Vol. 12 No. 11 - 1501 -

. a
.’I,/a 3 e

RDW 11 COPD G 1K AN RIRE L Wil gl e He 11 263k
e b ek
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(8 E] B IS5 A v (RDW ) 7618 P B ZE 1 il 9% (COPD) I & A [R) 2 1 il 30 ik
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b, ELERAASCTE 73BT RDW 5 548 bR i AH M | 3230 T AR F#1E #h 28 (ROC) T4 RDW Xf F COPD 4 3
PH . &8 /¥ PH 4] FEVI .FEVI/FVC . Pa0. . Sa0, ¥ <™ & PH 41 <§: & PH 4 <1E # 4,
PaCO, .MPA .RVOTD RV .IL-6 .IL-8 , TNF-« . hs-CRP ,UA . BNP }2 RDW 14> [if PH 4H >%4%Ji PH 2H >
EHA, 225 BA5 0573 L (P<0.05) . 54 PER] Al W AR>2R | LVEF .LVESD .LVEDD .F/A H.5
Z R TG E L (P>0.05) . AN R 2%, COPD 3 & A FFEE PH % RDW 5 IL-6 . TNF-a |
hs-CRP .BNP % COPD Jf- & PH " 5 f# & /77 IF 41 G M (P<0.05) , 5 H AR PR A5 To M SC 1 (P>0.05) . LA
RDW .BNP 1§}y COPD Jf: & PH (9 Fl il #6 #5 i#£ 47 ROC [l £k 43 Hr 45 2 7 , RDW 2181 COPD Jf- & PH 1t
AUC 4 0.848 (95%CI : 0.786~0.910) , BNP i2 §f COPD Jf % PH fiy AUC "N 0.856 ( 95%CI 0.785~0.927) ,
%1t RDW 5 COPD B FA WA RIEIRESAAEE VI LR A B TIFAl COPD I & it oy Ik o s i 25 17
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Expression and correlation of RDW in COPD patients with different degrees of

pulmonary hypertension

LIANG Caini'*, LIAO Yongcheng *, QIU Yu*, CHEN Maohao'

(1. Department of Radiology, The Second People s Hospital of Shantou, Shantou, Guangdong, China,
515041; 2. Department of Internal Medicine, The Second People’s Hospital of Shantou, Shantou, Guangdong,
China, 515041)

[ABSTRACT] Objective To explore the expression and correlation of red blood cell distribution width
(RDW) in patients with chronic obstructive pulmonary disease (COPD) complicated with pulmonary
hypertension (PH). Methods A total of 190 COPD patients were selected in this hospital from January 2018
to January 2020, and according to the pulmonary artery systolic pressure (SPAP), patients were divided into
the normal group (n=83), the mild PH group (n=56), the moderate PH group (n=30) and the severe PH group
(n=21). The lung function, blood gas indexes, heart function, serum inflammatory cytokines, uric acid (UA),
brain natriuretic peptide (BNP) and RDW were measured and compared in 4 groups. The correlation between

RDW and various indicators was analyzed, and the receiver operating characteristic curve (ROC) was used to
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evaluate the value of RDW for COPD combined with PH. Results The indicators of FEV1, FEVI1/FVC,
PaO., Sa0.: The severe PH group < the moderate PH group < the mild PH group < the normal group. PaCO.,
MPA, RVOTD, RV, IL-6, IL-8, TNF-a, hs-CRP, UA, BNP and RDW: The severe PH group > the
moderate PH group > the mild PH group > the normal group, the difference was statistically significant (P<
0.05). There was no significant difference in gender, age, smoking rate, LVEF, LVESD, LVEDD, E/A
among the groups (P>0.05). Correlation analysis results showed that RDW of patients with COPD complicated
with PH of varying degrees was positively correlated with IL-6, TNF-a, hs-CRP, BNP, and COPD with PH
severity (P<0.05), but no correlation with other indicators (P>0.05). RDW and BNP were used as predictors of
COPD with PH and ROC curve analysis results show that the AUC of RDW for the diagnosis of COPD with PH
was 0.848 (95%CI: 0.786~0.910) , and the AUC of BNP for the diagnosis of COPD with PH was 0.856
(95% CI: 0.785~0.927). Conclusion RDW is closely related to the inflammatory state of COPD patients,

which helps to evaluate the development of COPD patients with pulmonary hypertension.

[KEY WORDS]

distribution width; Correlation
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A (F5 [ Jaeger 2% &) ) M 52 58 1 #0 H Sy RS
(FEV1) JH 1 fifif & (FVC) JFFiH8E e < &
i I 3 i3 B A (FEVI/EVC) o BT A B il
JBE B bk m B 3 Bk 1 1mL, R CCX Y04111020 %4
1L A4 (3 [# Nova Biomedical 23 &) ) Il %2 3l ik
1L 48,43 FE (PaO, ) 3l fik ifi %801 A1 B (Sa0,) W i K&
i, — &b 73 & (PaCO.) .
1.2.2  DER HG A

P A F8 3 R ] = O 1R 22 1A T SPAP, SR H
Vivid7-BT06 4 # (5, 2 3% ) 8 75 12 Wi A (35 [E GE
IS T AT R O Sl ORI I sh Bk AR
(MPA) A7 0% i th 1 W42 (RVOTD) L A7 0 % Hif
JE A (RV) DA A7 0 3 S A7, 05 200 28 WL 4 A
W1E (LVESD) | 7.0 & &7 5K K N 42 (LVEDD) |



TSR A

2020411 H 28124 5111 ] Mol Diagn Ther, November 2020, Vol. 12 No. 11

+ 1503 -

20 & PR (B) 5 Wi 19 (A) 2 e i 1] 1L
T, IR A0 Z 5 I 43 8 (LVEF) #il E/A 1T
i 220 WA D RE AT 5K DI RE
1.2.3  SEE R hRAa

Fr A B A R AR A I FR KM 3 mL B AR 4N
PR A, 3 000 t/min 2.0 10 min WEE I3, —70C
PRAFREI o R HHIMEHEE S W Bfh (CELISA) I 2 i i
HA&-6(1L-6) IL-8 I IRIE N F-a(TNF-a)
0 C [ i 2 1 (hs-CRP) , 357 &0 B L ifg A T4
Yy TR A BR A AL R AL 2 &6 e 5% 4 A ik
(CMIA ) 1l 2 Fiki 4 ik (BNP) 7K -, % H BR R Tl - 1ok
A AL I R, R S A U S AR Y T
N H] . RDW SR 4 B 3l 3 A G A D
1.3 Stz

K H1 SPSS 20.0 A4 #4744 73 B, TRk
n(%) FER, R ¢ K5 PR DL (R xs)
AN, P EE R T ek g, Z2 21 ] R TR R &R
J7 22453 H1 s RDW 5 2% 48 bi 19 #H ¢ 1 2k H Pearson
AT 5 Z AR E TAERRAE #h 26 (Receiver operat-
ing characteristic, ROC) 43§ RDW X} F COPD Jf:
% HP B2 Wi (8 . P<0.05 J 25 5 BA G312

2 #R

2.1 S AIG R — M Rk B 526 %= P A5 LR

FEV1.FEV1/FVC . Pa0O, . Sa0, /K 5 . & ¥
PH 41 <"1 PH 41 <} & PH 41 <1E & 41, PaCO. .,
MPA .RVOTD RV .IL-6,IL-8, TNF-a . hs-CRP,
UA .BNP J¢ RDW ¥J>rf1 i PH 2 >%% i PH 44> 1F
WA, ZRAAGIFE X (P<0.05) . £,
AEH4 W% MH % LVEF .LVESD.LVEDD .E/A [L#,
ZERTGIFE L (P>0.05), W1,
2.2 COPD £ Jf PH #3# RDW /K- 5 %4845 1 #H
Kt s b

AH A 23 B &5 R s, COPD I & A [R) 72 Ji
PH £ #% RDW 45 IL-6, TNF-« . hs-CRP,BNP &
COPD Jf % PH J™ 5 2 B £7 75 1EAH G (P<0.05)
5 HAFEARTCH LM (P>0.05) . WL 2,
2.3 ROC HhZs#r

X RDW . BNP 1 5y COPD Jf %& PH f 1 il 45
PriE4T ROC M1 73 A4 R 7 , RDW 12l COPD
Jf % PH 1y AUC 4 0.848 (95% CI : 0.786~0.910) ,
BNP 21 COPD Jf & PH ) AUC 4 0.856(95%ClI :

=, 0.785~0.927), WL 1,
Rl BAHBER—BENRLEEEIREE [(n(%), (xxs) ]
Table 1 Comparison of general clinical data and laboratory indicators of each groups [n(%), (x=s) ]
iH EHA(n=83) REEPHA (n=56) WEEPHA (n=30) HFFPHA (n=21) F/@*MH P
PN (BB /2) 48/35 34/22 18/12 13/8 0.379 0.945
AR () 61.3+4.4 59.8+4.6 60.7+4.3 60.8+4.5 0.463 0.644
WA (% ) 23(27.7) 17(30.4) 9(30.0) 6(28.6) 0.133 0.988
FEV1(%) 2.0+0.4 1.8+0.3 1.4+0.2% 1.2+0.3" 8.563 0.000
FEV1/FVC (%) 52.3+3.5 48.5+3.3" 40.7+3.1° 36.14£2.6" 19.840 0.000
PaO,(mmHg) 67.3+3.5 60.6%5.5* 53.7+5.0™ 50.3+5.3 13.949 0.000
Sa0:(%) 90.4+7.6 87.3+6.5" 84.2+6.4° 80.6+£6.9" 5.372 0.000
PaCO,(mmHg) 44.2+3.9 49.6+4.2* 60.1£3.1® 67.5+4.4% 23.829 0.000
MPA (mm) 25.5+1.8 23.5+1.1° 21.8+1.6% 20.2+1.3% 12.663 0.000
RVOTD(mm) 31.3£2.7 29.1£2.0° 27.4+1.6" 26.3+1.4" 11.747 0.000
RV(mm) 27.2+1.9 24.3+1.6" 22.5+1.4® 20.8+1.6" 14.201 0.000
LVEF(%) 63.3+5.8 61.9+5.4 63.2%5.6 62.7%5.9 0.422 0.674
LVESD(mm) 45.6+4.0 46.2+4.4 46.0+4.2 45.8+4.5 0.200 0.842
LVEDD (mm) 30.3+2.6 30.9+2.8 31.1x2.9 30.4+2.7 0.156 0.876
E/A 0.8+0.3 0.8+0.3 0.8+0.3 0.9+0.4 1.271 0.207
IL-6(pg/mL) 10.1+2.4 12.9+1.8" 14.6+2.3" 17.7+1.7% 13.648 0.000
IL-8(pg/L) 65.3£5.9 77.345.4° 94.5+9.2 108.4+10.2" 18.593 0.000
TNF-a(pg/L) 55.5+6.9 67.6+6.3" 76.5+8.6" 88.4+8.5" 18.599 0.000
hs-CRP(mg/L) 10.3+2.2 13.6x1.8° 16.1+2.4% 18.3+2.0™ 15.147 0.000
UA (pumol/L) 240.8+18.1 275.3+14.7° 353.6+22.2" 393.5+24.7% 31.943 0.000
BNP(pg/mL) 51.6+5.4 134.4+13.2" 173.6£13.5" 192.6+23.5™ 27.314 0.000
RDW (%) 12.2+1.1 13.6+1.3° 14.6+0.9" 15.9+1.5 12.739 0.000

o SIER AR, P<0.05; 5525 PH 41 FL %, "P<0.05 ; 5 1% PH 41 HL 3, °P<0.05,
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%2 COPD &7 PH £ RDW /KF 5 ZIEFRAHE X
Table 2 Correlation analysis of RDW level and various

indicators in patients with COPD and PH

TWiH _ ROW gy RDW
rfi PME rfi PH

PHHERE 0492 0000 LVESD 0.154 0.113
FEV1 0.170  0.080 LVEDD 0.178 0.067
FEV1/FVC 0.146  0.134  E/A 0.181 0.062
Pa0, 0.158  0.104 IL-6 0.557  0.000
Sa0, 0.152 0.118 1IL-8 0.165 0.09
PaCO. 0.177  0.068 TNF-a 0.627 0.000

MPA 0.142  0.145 hs-CRP 0.735 0.000
RVOTD 0.130  0.182 UA 0.149 0.126
RV 0.163  0.093 BNP 0.546  0.000
LVEF 0.155  0.111 - - -
1.0
RDW
BNP
0.8 SHLk
i 0.6
= 04

00 02 04 06 08 10
145 50

1 RDW % BNP 2§ COPD % 4 PH i ROC B4k
Figure 1 ROC curve of RDW and BNP diagnosis of PH
in COPD

3 itip

COPD Jf & fiti 2l Jik /&7 He 2 5 B0 E i 1 Sk
EJERNTIE AN K7™ F - AT | FR A e AN ) A
A5 P9 B2 20 M S RERACAS I 0S4 IR 440 i
I A5 A R R S N A, R AR R KR
BNP | S 4E T2 el A8 AHIFE 25 SRR, A+
kb T B4l COPD 3%, COPD Jf % fiti s ik v 1k H
T iy B W ARG, 9 %5 W R i E . COPD 45 I ifi
bk &5 FE i 8 < V) g ™ B A2 B, 8 FEVI/FVC )
FEV1 B & FEAIG, K B 1] 719 38 A< 32 2 5 2L PaCO, Tt
155 N PaO, A%, R, COPD I & i s bk 25 1 s 25
MPA .RVOTD .RDW 3 #] i 7t &5 , $# 7% COPD Jf- %
i Bl ok e A AR BH S B A D = I REAS 4

T R, IL-6 5 COPD 3 & il 8l ik /2 FE
WAETE YIS ZR . CRP Ny —Fh 2 vk it A fe v &
H L2 RERIENA R EY , 25T COPD ik
T8 & A R e B T & Il Bl Jok v e 1 s B el AR
TNF-a K RAE 5 T T, o] 942 A S il 1 7 25
8 T A, 7E Il B0 Jik v A % R v ke HE AR o

IL-8 ML 7 5 ) —F , 25 T X R AE K
FRTRYT o i 3 ok e e LT i A8 BE ) 34 v o0 R B R
fiE, iX F %2 /& COPD & 1% 2 I & HALKAETE
5 A RAE , 3 B0 /NS ik sz B O, 51 & 5
R VE RS A RENG JR L 3 PA ZE DA 1M 45 BH
Jysam, 7= A B ks . BNP AR 28 0 3
By B SRR b, R A 0 B D RE S 4 i B ik
JE BB AR R A8 R o WFFEUESE™, 1L BNP /K-
5 COPD 21 i AH 3¢ , /& COPD il J5 A~ R Ay
SfERHNE

RDW Szl T 21 20 AR FR /NI S R 8K, 214
JHL ) A o | B B d A e R A 2 B 1Y 5 e
A LIS RDW /K-, K i RDW $5 b5 HAT TR |
R B4 s . BT R RDW A 520 2t fili
ke ZE B E M B 1 2E 24, OF 5 2 kg
FERGHCRATAE Y L ZR . COPD B E W 2 48 K
Qb TR I 4G 7 35 B PR A, 5 S0 8 il =6 A4 1,
BT, Bl 2 222 45, i i JE BE 4, S 85t 3
JOk R T, S DR = v DA T S i 81 0 240 B 7 A
iR, FERDW 5", PR R, IL-6 . TNF-a 55
YA 4 A PR T 00 £ 0 40 B A R A 43 B R
PSR 21 240 i i, 3 8 RDW T, IR I RDW
X 58 B4l COPD K2 COPD Jf- % ili 3l Jok v 1 i
FHR IR A B B o ABFoE 45 1 4%
7~ RDW 7E—E R I nl il COPD - % Jiti sl ik &
JE EA . [REE, RDW Rl ELAT faf f | Pt e a
(R 5, DR TT ] Al COPD 4k 2 ili ) ik v 1 134 )
HFZz—.

2t | ik ,RDW 5 COPD ML 4 i R A&
FETERVIR R A B T1T4l COPD 31 & ifi ik 55 &
BEIE KRR

S & Lk
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N-Osrteoc . 3-Crosslaps . TPINP 11 =W/ 507 5 i 8%
iz mn b b

EH A HFao—r

[ E] B® 5% NumEHE (N-Osrteoc) \B-I 5 EFE R 51 (B-Crosslaps ) el 1 Y5 J 28 Fe v
JE KK (TPINP ) 1E S WA 0T 5 B 5 e rR g W R BUS PO EL. 773k JEIBCARBE 2015 4F 3 A 2 2018 4F
3 A BRI HOT R B R B 80 BIME N AL HUT e R KA B B 3T BIME RS . A
2115 R 9% B | UL N-Osrteoc | B-Crosslaps . TPINP 7K, 5% H Pearson 41 5& 43 M7 %% #% 41 1liL 7 N-Osrteoc |
B-Crosslaps \ TPINP 5 B bR s W AH DG | 32303 TAERHE (ROC) PPN LIRS bRiZ W (6, B
24, G R A 2 AR A AR, IR Kaplan-Meier {28 64T 2 707, S5 8R 55 R 40 1fiL i N-Osrteoc |
B-Crosslaps , TPINP 7K F A 5% £2 41 (P<0.05) ; IfiL i N-Osrteoc . B-Crosslaps , TPINP 5 CEA ,CYFRA21-1
S IEA & (P<0.05) 5 IliL7 N-Osrteoc . B-Crosslaps \ TPINP 7K B & A8 12 W7 & 100 g 507 J5 3 7 7 1) AUC
K, 0.872, BURRE N 82.02% , ¥ 5+ FE M 83.78% 5 Il 7 N-Osrteoc . B-Crosslaps . TPINP /= i ff # 2 4F 4
TERME TSGR H (P<0.05), £518 I RT3 W N-Osrteoc . B-Crosslaps . TPINP 7K -1 851 93 1
BT Ja H AR, AR T o B TS TSRS AR

[X$88] N-Osrteoc; B-Crosslaps; TPINP; Ll ; 5782 5 MRbrEY); B

The value of N - Osrteoc, 3 - Crosslaps and TPINP in the diagnosis and

prognosis of bone metastases after radiotherapy for nasopharyngeal carcinoma
WANG Lin', JI Dong'*, XU Tongyi®

(1. Department of Otorhinolaryngology Head and Neck Surgery, the Second People’s Hospital of Wuhu,
Wuhu, Anhui, China, 241000; 2. Emergency Department of the Second People’s Hospital of Wuhu, Wuhu,
Anhui, China, 241000)

[ABSTRACT] Objective To explore the value of N-terminal osteocalcin (N-Osrteoc) , B-collagen
special series (B-Crosslaps) , and total type I collagen N-terminal extension peptide (TPINP) in the diagnosis
and prognosis of bone metastases after radiotherapy for nasopharyngeal carcinoma. Methods From March
2015 to March 2018 in our hospital, 89 patients with bone metastasis after radiotherapy for nasopharyngeal
carcinoma were selected as the metastasis group, and 37 patients without bone metastasis after radiotherapy
were selected as the non-metastasis group. The clinical data, serum N-Osrteoc, (3-Crosslaps, and TPINP levels
were measured and compared between the two groups. Pearson correlation was used to analyze the correlation
between serum N-Osrteoc, 3-Crosslaps, TPINP and conventional tumor markers in the metastasis group. The
receiver operating characteristic (ROC) curve was used to evaluate the diagnostic value of the above indicators ,
followed up for 2 years, the 2-year survival rate of the metastasis group was counted, and the Kaplan-Meier
curve was used for survival analysis. Results The levels of serum N-Osrteoc, 3-Crosslaps and TPINP in the
metastasis group were higher than those in the non-metastasis group (P<0.05). Serum N-Osrteoc, B-Crosslaps,
TPINPwere positively correlated with CEA and CYFRA21-1 ( P<0.05). The combined detection of serum
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N - Osrteoc, B - Crosslaps, and TPINP levels in the diagnosis of bone metastases after radiotherapy for

nasopharyngeal carcinoma has the largest AUC of 0.872, sensitivity of 82.02%, and specificity of 83.78%. The

2-year survival rate of high-risk patients with serum N-Osrteoc, (3-Crosslaps, and TPINP was lower than that of
low-risk patients (P<0.05). Conclusion Monitoring the levels of N-Osrteoc, B-Crosslaps, and TPINP can be

used to assess bone metastasis in patients with nasopharyngeal carcinoma after radiotherapy, which is helpful to

provide a reference for the prognosis evaluation of patients.
[KEY WORDS]

Tumor markers; Prognosis

SRR A PR 5 LA IR, Herp 5% D 1o
I Ak R 20 B e, B v R R B, By R
B MR Hoh ol B R kAR R R 7% ~
63.9%" . TR R A WA T A A
IR PR A L R e e e = g A (]
X TR A AR PR B BE A B A okt
i3 4 B A B TR, AT S SO R e
AR A A1 A BT i R I, 8 4 oA A R I
1o CE A ZE AL, [R5 AR WA e b i 2R
IS AR S PR, b2 O R B 4 A A
VR R W F8 A, XoF S MR BT S B B A 12 W
5 72 W R BUS WA A R L, NimEsER
( N-Osrteoc ) . - JF 4R £ %)) ( B-Crosslaps ) | &L 1
T SR L0 A K K (TPINP ) ¥4 49 A e b s
Yy AR AR S 0T IS B R B TRz i e N
Al I PREEA DT ST, 36T 00, A5 B A5 A B X
SR BT S A AT LSS, BE TR MR SR R A
FIHFL IR An AR 0 X e R A2 W AU DEA A
JEo IR ARG RS T

1 ABSHE

1.1 — sk

PEHUABE 2015 4 3 H 2 2018 4F 3 J S0 Jea il
75 B R 1 89 BN, T e R R A
MR ERE 3TUIWE I AREE R . AERRIE : 2N
PRRG AT B2 A B R A TR R R B
BRATINIZ YIS AR I B R 1. HERRAS
T R B AR 0 P A3 L 3 3 H N
Profd sz WkmREL ISR VEHIFNATYE A I HA D
N
1.2 Jrik

W23 i e kI 3 mL, ZE IR B, DL 3 500 1/
min B 5% 3 B0 10 min (B 0248 :8 cm) , 70 B L
L2, B T-80CHEA TN . RAEE P K
/5 A CobasE-601 4= B sl Hi fb 24 & G T 5 4 B d

N - Osrteoc; [3 - Crosslaps; TPINP; Nasopharyngeal carcinoma; Bone metastasis;

e R & DAL A2 2 O S e 15 2 N-Osrteoc
B-Crosslaps , TPINP Ji# I 41 it (CEA ) J2 41 Jitd ff 25
119 J B 21-1(CYFRA21-1) K-,
1.3 WEHE R

O AP LRI R FOR}, GRS P s
B Cf b AR AR E M A e B M AR |
I PR30 C T b 399 DI T8 ) g 5 s R IR
fie (KPS) 743 (>70 43 . <70 43) | I £1. %5 [1 (Hb)
JETIEH CH B R S (CEA (CYFRA21-1 )
@ P4 1ML N-Osrteoc . B-Crosslaps . TPINP 7K
F o B R H Pearson A ¢ 1 43 BT e B8 41 1l v
N-Osrteoc . B-Crosslaps . TPINP 5 & # ifrga b G 4040
KM, @2 TAERRE (ROC) i 4 34 1 v
N-Osrteoc , B-Crosslaps . TPINP 7K - X & M & i3 7
JEHHEBRZEN . QT 248, it 2
AR, (©F H Kaplan-Meier HH 28X S0 83 07
o B B AT AT
1.4 Giitghbr

>R 1 SPSS 23.0 HiAF BEAT b B A , TH BB
Phn(%) 3, ¥ K, S5 9000RER T Ridit K 5, 1
HHORER ] (R £5) 3R, H 14555, R ] Pearson A 2¢
FREBIRL TR DG s R ROC 14k, ARBU 4T
T AR LA XA USRS B S cut-off B, H
DeLong 55 , & F] Kaplan-Meier [ £ #5417 4= 4753
T, SR HDBUIR 5 , P<0.05 Ry 25 A it t24 78 X

2 R

2.1 IR IRGOR L
P9 2E 55 B A JHRd X W S VKPS 143 Hb 4
TERHLER, 22 5 0812 = L (P>0.05) 5 T 2 4F
Bt PR LI R 43 L 1T CEA L CYFRA21-1 7K F-
L, 27 A g2 X (P<0.05) , LK 1,
2.2 PAZLIMYE N-Osrteoc . 3-Crosslaps . TPINP 7K -
HFRL 2 M3 N-Osrteoc ,B-Crosslaps . TPINP /K-
B TR, 2R ARG E L (P<0.05) LK 2,



TR ST 4E 20204611 ) #5124 5511481 J Mol Diagn Ther, November 2020, Vol. 12 No. 11 - 1507 -

®1 FAKKERLE (%) ]

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

_— YRl REERBY uy
bRt (1=80)  (n=37) ufi TH

TR (R )

=50 61(68.54) 12(32.43)

<50 28(31.46) 25(67.57) 13.981 <0.001
5

% 58(65.17) 7(18.92) .

& 31(34.83) 30(81.08) 22:384 <0.001
i BRS A

AL 9(10.11)  4(10.81)

Ko fe 7

AL 7(7.87)  2(541) 0244 0.885
AR 73(82.02) 31(83.78)
I R 433

I b 13(14.61) 12(32.43)

11 #5 29(32.58) 17(45.95) 3.103 0.002
11} 47(52.81) 8(21.62)
i JeE R s

H 11(12.36)  3(8.11)

7 78(87.64) 34(91.89) 0-145 0701
KPS 143 (41)

>70 50(56.18) 25(67.57)

<70 39(43.82) 12(32.43) 1407 0.236
Hb

EH 82(92.13) 34(91.89)

SEH 7(7.87)  3(9.11) 0.002 0963
WU AR R

CEA (ng/mL) 20.61+4.27 13.25+3.71 9.143 <0.001
CYFRAZ21-1 22.86+6.65 15.63+4.92 5.964 <0.001

(ng/mL)

%2 WAME N-Osrteoc,B-Crosslaps TPINP 7K FELEE (x+s)
Table 2 Comparison of serum N-Osrteoc, B-Crosslaps and

TPINP levels between 2 groups ( x+s)

o N-Osrteoc 3-Crosslaps TPINP
2H 51
R ) (ng/L) (pg/L)

ER 80 18.3424.49 681.16222544  87.52+29.01
KR 37 14.13£3.76  430.57+142.39  46.29+15.57
HH 5.016 8.866 8.158
PH <0.001 <0.001 <0.001

2.3 R M N-Osrteoc . B-Crosslaps , TPINP 5
W LIRS bR 7 A e
Pearson AHICHE /T, FE AL 4L IMLIE N-Osrteoc (r=

0.881.0.800) . B-Crosslaps (r=0.789,0.773) . TPINP
(r=0.770.0.760) 5 CEA .CYFRA21-1 £ IE 4 56 (P<
0.05), WK 1,

30 1000 150

~ 5 R
S 5, 800 3
5 Ed 100
e 2 600 ES
g S 600 g 5
Z 10 z z 50
S 2 200 =
“ = 0
0 0 ) )
10 20 30 10 20 30 10 20 30
CEA (ng/mL) CEA (ng/mL) CEA (ng/mL)
30 = 1000 150
s 2 800 3
E 2 5 100
gi 0 £ 600 2
g 10 Z 400 % 50
Z 2 z
2 g 200 =
0 a 0 . .
10 20 30 40 10 20 30 40 10 20 30 40
CYFRA21-1(ng/mL) CYFRA21-1(ng/mL) CYFRA21-1(ng/mL)
Z] ZE s
1 #EF84H M iF N-Osrteoc | B-Crosslaps , TPINP 5 & # it

RS E X T
Figure 1 The correlation between serum N-Osrteoc,
3-Crosslaps, TPINP and conventional tumor markers in

metastasis group

2.4 ZouAERIE B

REAFEIS B IR % CEA . CYFRA21-1
S H A PR FE 2 1 J5 , M5 N-Osrteoc, B- Crosslaps .,
TPINP 1/ 5 SO o B e W 35 A G (P<0.05)
W3,

x3 ZREUEERESNT

Multiple linear regression analysis

(CIEVS R 7RG T HVSES

Table 3

Gy o o t P
AZR ow we g (HOOPHE
o 11.178 1.052 11.537 <0.001

N-Osrteoc  0.826  0.030 0.861 13.304 <0.001
B-Crosslaps  0.903 0.022 0.920 14.097 <0.001
TPINP 0.795 0.019 0.811 12.596 <0.001

2.5 [fiL¥ N-Osrteoc . B-Crosslaps . TPINP X £ 1 Ji
T I B A 2 B (B

M B PO 4 1ML 3 N - Osrteoc | B - Crosslaps .
TPINP 7K °F- 2 il ROC ffi 2k , 45 R R, Wk 4.
Kl 2,

% 4 IMiE N-Osrteoc ., B-Crosslaps , TPINP 3 £ WE 5 5 77 5 B # 7% B2 B i (&

Table 4 The diagnostic value of serum N-Osrteoc, (3-Crosslaps and TPINP for bone metastases after radiotherapy for

nasopharyngeal carcinoma

k0 AUC 95%CI cut-off {4 HUREE (%) PRI (%) P{H
N-Osrteoc 0.744 0.658~0.817 >17.53 pg/L 60.67 81.08 <0.001
B-Crosslaps 0.827 0.749~0.888 >590.89 ng/mL 69.66 81.08 <0.001

TPINP 0.791 0.710~0.859 >67.79 wg/L 64.04 83.78 <0.001
ey oAl 0.872 0.800~0.924 82.02 83.78 <0.001
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[ E] BH#® RS (ACD 5 117G Caspase-3 £ it 5 Wl 24 D) RE Ak (END ) (4
Kk, AiE 20174 7 & 2019 4 12 A AR BEGA 1 110 4] ACT SR EAE i ACT A R #E AR
ot ARG 114 60 ] it B 2 ik 2 E hy ok HRRZEL, SR S K e 728 VR R 32 ARG T i 375+ Caspase-3 1) 85 1, SR FH 55 [ [
ST AR BIFSE BE A - 26 (NTHSS ) W4y END , 5% ] logistic [A1 )48 /34 END (540 K £, % ROC 4k
43 Hr Caspase-3 X} END TN {E . £55R  ACI 4L L5 Caspase-3 7 & & T X JRAL[ (17.07+5.34 ) ng/mL
vs. (11.74+3.85)ng/mL | H ACI 41 K 1 B AE, . 5 8 26 1) I T Caspase-3 7 fi i T /N BUBAE -
#1585 ACT 2 END fH 3 19 NTHSS 7¥43=15 43 L 5] . hs-CRP JZ Caspase-3 7 it = T- 1 END i #;
Caspase-3 J& END (5% i [ 2 L% END BB M. 416 ACI B3 IMLIE Caspase-3 7 &34 i1 H. 5 9%
5 E & END A %,

[X8A] 2VENFE; Caspase-3; AR TN REEAL ; T ; 5Zm P %

Correlation between serum caspase - 3 content and early neurological

deterioration in patients with acute cerebral infarction
CHUAI Lanxiang,, XING Xiaoru, SUN Zhi, QIN Xiao, YUAN Fuling*
(Department of Neurology , 983 Hospital,, Joint Logistics Support Force, Tianjin, China, 300142)

[ABSTRACT] Objective To study the correlation between serum caspase - 3 content and early
neurologic deterioration (END) in patients with acute cerebral infarction (ACI). Methods 110 patients with
ACI admitted to the Department of Neurology from July 2017 to December 2019 were selected as ACI group,
and 60 healthy volunteers in 983 Hospital, Joint Logistics Support Force during the same period were selected
as the control group. The content of Caspase-3 in serum was detected by enzyme-linked immunosorbent assay
(ELISA) , END was evaluated by NIHSS, and the influencing factor of END was analyzed by logistic
regression model and the predictive value of Caspase -3 for END was analyzed by ROC curve. Results
serum caspase-3 content in ACI group was higher than that in control group[ (17.07+5.34)ng/mL vs. (11.74+
3.85)ng/mL ], and serum caspase-3 level in patients with large area infarction and severe infarction was higher
than that in patients with small and medium - area infarction and mild - middle infarction; NIHSS score=15
incidence, hs-CRP and caspase-3 of END patients in ACI group were higher than those of non END patients ;
caspase-3 was the influencing factor of END and had predictive value for END. Conclusion serum caspase-3
content in patients with ACI increases, which relates to the severity of the disease and END.

[KEY WORDS] Acute cerebral infarction; Caspase-3; Early Neurological Deterioration; Prediction

Influencing Factors
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HIRITES )R o IR T-7E ACT P &adbiE it AR
FH 2 e 2R 1) K 4 2R 25 1 K A -3 (cysteinyl
aspartate specific proteinase, Caspase-3) &= 41 g i 1°
MAT 531, ZIEERIAIESY K I ACT il 2H 21 Cas-
pase-3 [FRIRIEIN =i il RAFSE A B ACT i
F ML T Caspase-3 % = B i 7+ 57 , {H Caspase-3
REhnZ 5 END A OCH RIEHE . It , A0k L
ACI #5433 Logistic [ 94 %1 Kz ROC H
L5 HT ML Caspase-3 2115 END (AR GH:
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1.1 — sk
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IR 110 6] ACT R EAE A ACT 4L, ACT41H 1% 62
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SR 5 ] ) 37 T3 A A 9 e 4 2 2 (Nation-
al institutes of health stroke scale, NIHSS) i 47 ¥}
Hr ,END MIARUELTT : ABERT X ABEIE 3 d N E

BRI 1K, ABE 3 d N NIHSS PF4- =2 /3,
B S REPEA G =1 4y, wk s B R A
HL 3k AR A R A HERR i % 1k
1.4 G PREEAR RIS

R 4l 8 0 T US4 DA Rk PRI AR I
WA SR S R PR Bl et B B ATL IR |
S IR [ H Y =R BB C O & (hs-CRP) ik
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1.5 GEiteFik

K SPSS 22.0 3R A T 43 AT, T BORH
(x+s) R, PIALIE] LLBCR FH ¢ K 50 THEHERE DA
n (%) 2% , B2 8] LL R R 7 K 55 s END 5% ]
[K 25 2K 1 logistic [A1H 5347 , Caspase-3 iiilll END >k
HIROC &k /b, P<0.05 h2ZERA5 %= X,
2 H£R
2.1 ACIH5XFHEAL I YE Caspase-3 & & 1 HL#L

5% IR Heds, ACT 4H B8 35 1ML H Caspase-3 1Y)
BN, 2R A5 FE X (P<0.05), WER 1,

X1 THEIE Caspase-3 FERILLER (x 5)

Table 1 ~Comparison of serum caspase-3 content between

2 groups (x £s)

215 n Caspase-3 (ng/mL)
ACI 4] 110 17.07+5.34
X HEZH 60 11.74+3.85
1 8.225
P 0.000

2.2 ACI A P[R9 1% B 34 L3 Caspase-3 1% i
1y A

5 ACT A /N AR B F8 5 L3, KT AR
FHHE #3117  Caspase-3 & fE B W38, 22 5
A G E L (P<0.05) ; 5 ACT A - B BB
Fose, B AU O ML H Caspase-3 1925 i B 38
ZFA G2 E L (P<0.05), W32,
2.3 ACIZH '} END %% 53 END & & Il R 5k
I LG Caspase-3 7% & A9 L

5 ACI A "3 END /&35 %) L, END B 25 1%
) A R SR e s OB R s e e
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&2 ACIAHABARENFIEEEME Caspase-3 FERIELER (x+s)
Table 2 Comparison of serum caspase-3 levels in patients

with different diseases in ACI group (x+s)

a1 s n Caspase-3
FEAE TR FR RN 67 14.02+4.77
K 43 21.82+6.09

tHH 7.500

P{H 0.000
P AR AT R -l 62 14.88+5.11
gt 48 19.90+5.98

1l 4.958

Pd 0.000

B BIL I AR R I R AR, 2 R RS
7 X (P>0.05) , NIHSS ¥F43=15 431 e 4] | 1 75
"1 hs-CRP J% Caspase-3 B & s 5 B 3, 2 74
Giiteem X (P<0.05), W33,

R3 ACIAH END BE 53FEND BFEIGAK £ R MF
Caspase-3 Z2RIELE [n(%), (x£5) ]
Table 3 Comparison of clinical data and serum caspase-3
levels between END patients and non END patients in ACI
group [1n(%), (xxs) ]

END ## JEEND &

i (n=18) (n=92) 7l P

B 12(66.67)  50(54.35) 0.929 0.335

AERE (%) 52.28+11.74 50.93x10.24 0.499 0.619

2 R 7(38.89)  38(41.30) 0.036 0.849

e L 5 11(61.11)  45(48.91) 0.896 0.344

B R s 7(38.89)  37(40.22) 0.011 0.916
JER N S 4(22.22)  22(2391) 0.024 0.877
NIHSS=15 12(66.67)  36(39.13) 4.641 0.031
FEALIMEE (mmol/L)  7.68+2.02  7.11+1.85 1.176 0.242
EHEEE (mmol/L)  6.67+1.04  6.22+1.21  1.474 0.143
Hih = (mmol/L) 2.33+0.45  2.18+0.61  0.990 0.324

hs-CRP(mg/L)  29.57+8.32
Caspase-3(ng/mL) 20.45+6.04

22.12+7.67 3.717 0.001
16.41+4.96 3.046 0.003

2.4 ACI41#E55 END 2R R 1 logistic [ 5347
DL ACT B J2 15 & 2E END i 28, LA NIHSS
PF43 \hs-CRP Caspase-3 A H A8 i, 7F logistic [Pl 45
RI RT3 M7 0] 1 : Caspase-3 J& ACI i & /1: END
HIsE R 2, 22 53 A G0 8 L (P<0.05) . L3 4.

F4  ACIAEE END I E ZE ) logistic Y3 53 #
Table 4 Logistic regression analysis of influencing factors
of END in ACI group

R 2 B ORME  95%CI  Wald/y (i P4
NIHSS #F43 1.020 1.485 0.737-5.584  1.328  0.128
hs-CRP  0.838 1.337 0.838~6.282  1.039  0.209
Caspase-3  0.773 1.504 1.084~8.782  6.382  0.007

2.5 il Caspase-3 7% & Wil ACI &% END )
ROC 53 #r

IMiL7% Caspase-3 7% & #lilll ACI 3 END [ ROC
1R T AR 0.720(95% CI: 0.586~0.854, P<0.05) .
HRAELPE R E R KA e AN 15.72 ng/mL,
RN 53.26% Fi 10 88.89% . WL 1,
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1 IM§#E Caspase-3 &2l ACI £ END B ROC i £
Figure 1 ROC curve of serum caspase-3 level predicting end in

patients with ACI
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The clinical value analysis of magnesium sulfate combined with ritodrine

hydrochloride in the treatment of preterm premature rupture of membranes
LIU Jing*, LIU Niying, JIANG Yiling

(Department of Obstetrics, Hospitals of Traditional Chinese and Western Medicine in Hubei, Wuhan , Hubei,
China, 430015)

[ABSTRACT] Objective To analyze the clinical value of magnesium sulfate combined with ritodrine
hydrochloride in the treatment of preterm premature rupture of membranes. Method The clinical data of 105
patients with preterm premature rupture of fetal membranes in our hospital from September 2016 to September
2019 were analyzed. According to the random number method, they were divided into the study group and the
control group. The control group was treated with magnesium sulfate, and the study group was treated with
magnesium sulfate and ritodrine hydrochloride. The clinical efficacy, changes in peripheral blood cytokines,
vaginal delivery rates, and neonatal conditions between two groups were compared. Results  The total effec-
tive rate and the vaginal delivery rate of the study group were significantly higher than those of the control
group, and the Apgar score and birth weight of the newborns were significantly higher than those of the control
group, and the differences between the two groups were statistically significant ( P<0.05). After treatment, the
levels of Tumor Necrosis Factor (TNF-a ), Interleukin-6(1L-6) , Fetal Fibronectin (fFN ), Nitric Oxide (NO) ,

Prostaglandin E.(PGE.) , Insulin-like Growth Factor Binding Protein (IGFBP-1) decreasedmore than those in
the control group. The difference between the two groups was statistically significant (P<0.05). The average
uterine contraction inhibition time and the average drug effective time in the study group were shorter than
those in the control group, and the average gestational age prolonged longer, the difference was statistically

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

Magnesium sulfate combined with ritodrine hydrochloride has a good

clinical effect and a good prognosis in the treatment of preterm premature rupture of membranes.

[KEY WORDS] Premature rupture of fetal membranes ; Premature delivery ; Magnesium sulfate ; Rito-

drine hydrochloride

PEIATE G 7 A PG R B SR R R PR Oy i
L, AR R IR RREZ . — B RN
FEE L, ANl D REAR AT RE B AN RIS, B
BEp BB A LRI A& A BT, TR e ] 151 g
ZE A R A i T R A A ) LS R R E: H
G R LA A A o I PR 87 i oA Ry, S LA
JRtB AL 21t B 0 B it T i S R B N R R
KA EE R X — R R IS R o
(Tumor Necrosis Factor, TNF-a) | 141 % -6 (Inter-
leukin-6,IL-6) fi 7 1 LI 1 G5 98l 5 F1 R 4 P55
15, BUTE R AU E R RN . #F TNF-a
IL-6 7E G 8 gl K 0 b, X A AR S W el B
EERE X BRI IR L3676 B R A R
M5z — ARZ 23RN, o A SOR
AN R AR BA I w4
IR ISR B AR SOARTR R TR B B G
JEE L S8 3 R PR A FE R 5 B R BE B B IR T,
RV 24 7 1k 08 B85 1 e A 4880 L 240 it PRI % it
Je WS

1 #RE5HZE

1.1 — R

PEWUABE T 2016 4F- 9 H & 2019 4F 9 HURIA Y
105 IR 2 H 57 i B R A8 5 A I R B0k, >R
Bt AL 71k o M A 58 41 (n=53) FI X BB 4H (n=52) o
AT DA BRI & Sh B FIHCE IR YT, T B R
H TV HRBRERIT . WA DREHZLB
FRE ARG A R 25 SRR JLAE RO 1B QAR W5
R R SR, IR TR TR . HEBR bR
OX] ey ame: 2459t Bl BUR A 5 @F K8 Bk
SRR, Hh iR AR 4 (26.89£2.46) %,
Zf )8 28~33 Ji , V- 3428 )] (29.34+1.26) Ji ; X REZHAE
W 734 (27.77£2.96) %, 22 JH] 29~34 JH |, F- 351 28 )&
(29.07+1.85) Jil . WAL E AT Y |22 8 55— ookt
R 22 R IS4 L (P>0.05) , HLA AT ok
12 FHik
1.21 &

25% W IR RS W (R B FEAE A PR |] ) 3

TR FIFCHE (G AR M A B AR (10% 5 2
S (A OBUES 250 I A BR A WD) o
122 Mz

FFA 2= A A B 5 Y7 DR ) BRI R i R
B RHREYRYT BT A AN L g B ENAR IR B
R L, X 2= 10 R IR L) 45 3 A A R AE T DL 3
WA, X RRAL B E T LA B ER BE VAT , B IR
M G 20 mL 1Y 25% 5 B BE VAT 5 100 mL
(1) 10% AW SHRIR A IFAE 30 min PSR KR
T T E AR R B R A 240 6 IS 2O 60 mL
F) 25% B BR BE VAT 15 1 000 mL 4 10% 5 26 B vE 55
IR JE FR DK R , R B 4R R e 45 1R 25
2y, BE R AR KA 30 g F5T4LHE
TRIREERR A AR R FHEEIRYT , e T LU 60 mL
F) 25% B BR BE VAT 5 1 000 mL Y 109 5 26 B vE 5
WOR A 5 b 1, 76 ISR F A 10 mg RFR A
FEH 5 100 mL 10% i % B8 13 50 TR A 5 DK 1
R F £ A 10 T A 4 A T
1.3 WEFE bR

X e W 2H A8 3 I PRI 2501 B0 5 i IR T 38
ET WA AR TER . QX AL R IR T RS
A1 JE il 40 B R T 40 45 TNF-«  IL-6 I L 2T 4k %
3 % 1 (Fetal Fibronectin, fFN) . — %1k %&( ( Nitric
Oxide , NO) . fij #) it & 2 (Prostaglandin , PGE. ) .
BB =R A K KT 454 2 [ (Insulin-like Growth
Factor Binding Protein, IGFBP-1) &t /KF ; 1897 i
Jo SR 2mL AP JE R KL, 250 5 B I A
i, A A6 5 A AR BB AT BRA B AR 7 i a5 ™
M 45 B AE AL B 32 ] ELISA ¥E T 40 Jifd [ 1 TL-2.
TNF-a . NO . fEN | IGFBP . PGE, /K ¥ i#F 17 ¥ ] .
@)X P2 B VR T I I R T8 b (OF- 359 B 4 10 761
i [0 S 25 245 49 8 5B () SF 359 2 ity B K s [ ) 5
B s X I 2H RS RS, JR Ko A L AR B
X} HL A B E IR IT R AR BN R AR TR
1.4 G5k

13 FH SPSS 18.00 Gt it2= 3k k43 A1 o 1 fa Bk
Ph(x+s) R, R e 50505 THECFOR A n (%) FR
K 2R, L P<0.05 22 5 B Giit i X,



- 1516 - A TSWiSIA TR 20204E 11 #5124 451181 T Mol Diagn Ther, November 2020, Vol. 12 No. 11

2 #HR

2.1 WA BH IR F R
WA IR B A RCR I B s X, 27
BAS T L (P<0.05), WFEK1,

x1 MABFRKRTIBERLE (n(%)]
Table 1 Comparison of clinical efficacy between 2 groups

[n(%)]

Hul n AL PR3 TR BESCE
WroEd 53 28(52.83) 24(45.28) 1(1.89) 52(98.11)
YR 52 19(36.54) 27(51.92) 6(11.54) 46(88.46)
7E - - - - 3.930
PH - - - - <0.05

2.2 WULBREIRIT TG AU AR O e
SIRYFRIAHEL 3697 IR AL 1Y IL-6 . TNF-a |
NO . fFN . IGFBP-1,PGE, /K- & i #4147 FF R [, H.
WEIEAL T R B B W KX IR, 2 S A i
B (P<0.05), WFE2,
2.3 PHALEBEIRIT G G R AR O L
F 5T 20 28 01280 B il st ] P 3425 )
ST (1) B 408 0 T % HELL S 1) i S e i) Y
TXRAL, 22 R HAS 2R L (P<0.05) . W3 3,
2.4 WA MRS, R Ko A DL A= i Ol He g
9T 4 BH B 79 06 %% B S v % R A, FOBn A L
AR  Apgar PEAr B S X R, 255 HA
GuitE X (P<0.05), WLk 4,

x2 WABRFRTIHEHAMEFELBERILE x£5)

Table 2 Comparison of cytokine changes before and after treatment between the two groups (X +s)

2H 5] Fisf[A] IL-6(pg/mL) TNF-a(ng/mL) NO(pmol/L) fFN(ng/mL) IGFBP-1(ng/mL)  PGE.(pg/mL)
Brgsal WITRT 38.89+4.73 3.93+0.62 31.17+3.62 15.17+2.62 68.01+12.12 68.51+7.38
- RITE 9.98+1.57 2.43+0.41 24.3123.17 7.3122.17 54.03+10.69 43.31+5.03
il - 42231 14.691 10.379 16.820 6.298 20.542
P1H - <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
o WBIFRT 38.92+4.51 3.84+0.77 31.13+3.26 15.13+4.26 68.13+11.99 68.14+8.00
TEOBITRE 15.72+1.33° 3.1220.49° 28.5823.27° 9.582.27° 60.11£9.71° 52.07+5.35"
1l - 35.580 5.689 3.982 8.291 3.748 12.041
P1{H - <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

S5t 4R L, 'P<0.05,
*x3 WHEBERITEIRKEBRBERIEE (xxs)

Table 3 Comparison of clinical indicators between 2 group

after treatment (x+s)

TEFE GG FERR I X250 B

5

A 18] (h) il (d) Jir B8] (h)

WFoT4l 53 2.17+0.83 17.26+5.81 20.71%6.55

XFHEZH 52 4.43%1.37 10.33+5.19 29.02+6.63
M - 10.246 6.442 6.461
P - <0.001 <0.001 <0.001

®4 MABRERIREBRMEILHERRLEE (%) ]
Table 4 Comparison of pregnancy outcomes and condition

of newborn between the two 2 groups [n(%) ]

WEURAE R LR
HH n
R T t“%k{gfi Anear

WHFT4 53 49(92.45) 4(7.54)  3.35£1.02 9.36+2.27
XFHRZ] 52 40(76.92) 12(23.08) 2.34x1.16 7.63x2.14
1y - 4.901 4.740 4.017
P{H - 0.027 <0.001 <0.001

2.5 W BHEMN RN EZATE R
X RRZHIRYY JE R T R pe) 145 RO IR i 144

AR KRN 3.77% s WF S 41 HBE 3 ) 8 0K
W, 1A PR, 2 0 SR AN RSN KA R
11.54% , 22 R G2 L (=2.167,P=0.141),

3 it

B R % 2 H I R LA 7 iR RS e 1) 1 16 24
Yy, T T 5 A B A S BT I A R 4
R G SR A B s Tk o — e i, S AR
MR X AR TS R — o AN O™, 2R IR AT
B —Fh B2 R h5, nT I A P9 LR ER A et
U Ak, DT AT R ] e i LcE . AR
TR EFR IR e E B REEIR YT 5 RE A 2L
(A B 45 L 38 B G fRE R 0 5 B A A i
FIR I R AEDE I S BOR =, A IR R 25k
A FH A O SR e A IS AL A
SR B 5 iR 45 R —E

F AR FEUESE , TL-6 . TNF-o 25 2 Jifg X 1 K¢
PR FEHLAAR P JR 38 1 A 235405 & A R RN, 51k
NS EHLS kLT, SRR ERIFKR
M2 HH IL-6 , TNF-o /K38 5 8 H A S 4



TSR A

2020411 H 28124 5111 ] Mol Diagn Ther, November 2020, Vol. 12 No. 11

+ 1517 -

U405, DT 3 80 Jmy FR 2H UAL405 , ol s oA J AR
BB G . T fEN  IGFBP-1 & %
W73 008 AR DL R AR L 242 7 I BIDRE W, HG
Ttk B ™ . PGE, & HiT 8 MR 2 i — Rl
HA 517 KA ot s SO R T, A BT T4 i
PGE, 7557 S L (R N i 2605 835 v T 2 H AR iRk e
We AR R I 2, 7E— E R | 3R W PGE. /K- id v
WiES R &4, NO ZREfE if PGE, % &
S IAY AR 1, 7 S IR Y A R S
hREE BN BETEN BRI
e, NO Y73 M58 A 3G T, %o i J5E g A 40 4 12
Wy Je W HA E BRI AR ST A B, PR
IR I RSO RE RS € o/ R B L N e i o 72 eS|
TR, AR R B |k R A B R A T s 2 Y
HOR A 3697 e, B 25 A9 287 4 i)~ 249 5
245 400 <f) I () V- 249 245 40 0 S8 ) Y 4 R P
e JE IR ] BE A, X5 W B 05 A8 NI ST A R
—HCo UL PR ] 3 i 4 LR A0 PR Y
3 WA, 3 B el A G RN, A ET 4 EY
H .

ARG K B, WA B8 5 T 25 )5 46 7T Re
SR N S D AT O A B2 B R 9 |
IR, B I8N AR 2~ s B AN ], 2590
S R B BIVE AT S . 575 58 Nk 4
AN BRI A HE 1 BV b AT 28 S e, AR SCAF A
ZE5¢, ] BE AT SO T N BB D 1, BARNS B
T — 2T UTHE IS o

i LRIk R B R 5 SR IRFHE A A LA
VIR U RS i) SR A E S €73 8 TS SR
25 BT R B REAR , SE AR BRI, $2 055 0 06 o
(A I H o

S 3k

(1] ZE#e57 . R H BRI = 10 2 8 o W i B xR 2 485 )R
Hsgm iR (1], 2R E S, 2017, 20(1) :40-42.

(2] BE05, SR 3CH, 2RI, 55 . YL O RSE DIRUE S [/ R 2% 0
Bl & K br 2 [T]. 4y T2 W 5397 4435, 2019,11(4) :
256-262, 204.

(3] RS, BRUEWE, PR, A& A BRI 10 Ko LEs e
2T (T . SR 224, 2018, 34(12):2422-2423.

(4] BRWNLL. BRRRBENC G SRR AFEA 167 AR 2 H IRk i
AN RBCR [T ). BT %645, 2018,31(3) : 111-112.

(5]

(8]

[9]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

INELET oK R R BN H R 6 + B R B R T
MRCR LT ] S HIARHN 3 A5 (R0 L 2019, 6(4)
102-103.

SKRAKLL, sk, WIEEM . KA ST R IR R AT X
AT G B R A AT RS R s [T . SRR VT R 2R
%, 2018, 41(05) : 103-104.

T ERRRANFTHE AT R R IR I PRABCR AT 5T [T ].
FhAME SIS, 2016, 14(23) :110-111.

Doret M, Kayem G. [ Tocolysis for preterm labor without pre-
mature preterm rupture of membranes |[J]. J De Gynecol Ob-
stetrique Et Biologie De La Rep, 2016,44.(9) : 89-92.

TR RLL R IA R R R N R AR R R R R
T IIRCR IR [V ], ERERS, 2017,45(46) - 46.

Juliana SE, Renato Augusto Moreira de Sa, Paulo Roberto
Nassar de Carvalho, et al. Neonatal outcome in women with
preterm premature rupture of membranes (PPROM) between
18 and 26 weeks [J]. J Mat Fetal Med, 2016, 29(7) : 1108-
1112.

TANZE, whzmids, FHA, A5 SRR AEH 5 MR A
TRYT IR IE R IR RI TR AT (). B B2 2 B 2 3l
2018, 43(12) :69-75.

B, R EL, XSy | Bl 2 R IR I R e
fitt i (1], ST 2435, 2019, 35(7):498-501.

SMHE, VR, WL A L AN AR IR R RO A
O R IR R AR AL s W (], R R Rk
2018, 47(3):100-104.

Su AK, Park KH, Lee SM. Non-Invasive Prediction of Histo-
logic Chorioamnionitis in Women with Preterm Premature
Rupture of Membranes[J ]. 2016, 57(2) :461-468.

R, RICER, A M. 227 IR IR O e A L R
Yesgm R S (1], A E B Y 2 A4 7 2019, 28
(6):13-14.

BN, B8, TR . oK 2 G R B A R A LI R
G S N L], BRI REBERE , 2018, 27(11) : 33-39.
W, TIC5E, BA A LI B AR L R B
PRIG I B] 306 77 2 BRSO R SEng 2 (1], thE E 25
i, 2017, 14(26) : 146-148.

Sentilhes L, Sénat MV, Ancel PY, et al. [Prevention of
spontaneous preterm birth (excluding preterm premature rup-
ture of membranes) : Guidelines for clinical practice - Text of
the Guidelines (short text) J[J]. 2016, 45(10) : 1446-1456.
BIETJY . R ROFIFEH A B IR BEIA T A L T 7 IR I
9T 0 TR 2 B LD, 30 1 0 9 K 2“2 i (2 i)
2019, 16(2):157-159.

Yy, GEITE N AL . R R R R AR B 1 5 YA T RS
JeIB = BRI NO L IL-6 . PGE2 /K- 1y 5 i [T ). [
TR, 2017,32(10) : 2150-2152.



- 1518 - AT REWrSIAITdER 20204E11H 45128 45118 T Mol Diagn Ther, November 2020, Vol. 12 No. 11

. a
.’I,/a 3 e

& % ARG LI AFP.y-GT . ApoAl K A4k
Bl A 22 S

FRE* pd EmFE kREM

[ E] BN HIH&EEEFREME T REA (AFP) y-4 2 WL I (v-GT) R EA
A1 (ApoA) KA MBI UL I I IR 7 X o Foik #HL 2013 4 1 H Z 2017 4F 12 A [A)UCiA 9 180 #1147 i
FARIOTT 0 WG R GORE, PPAG 85 ARHT RIS AFP y-GT . ApoAl K-F AL IE AL, 431 R HT AFP y-GT .
ApoAl K- 551l R BRARAE 1Y 5C &, B U0 S AR B AE AP WA AR T R J AFP . y-GT . ApoAl S5/ E
KOBRFEMEN LR, 82 RJF7d, B E AFP y-GT YK T ARHT . ApoAl H & T AR, 8 WH
G327 L (P<0.05) ;ROC M4k R : AT G AFP . y-GT HIARJG ApoAl 212 Wi R & &k 1A 50E
b, R AFP 2 Wi fiT 95 5 % AUC(0.695) 5 AT AR FiT AFP y-GT W (B &5 7E 2 & M A T T8 o 4
LR & FE X R TTARME A (P<0.05) , AT AR AT ApoAl B {E & i 2 % AU b b 5 USRI
E# (P<0.05) , ¥ AR T AFP (& {8 7 8 XK o L2 TR (P<0.05) , AR HT v-GT i {6 itk
LS RERS 25 5 L TR, 22 A G2 7 L (P<0.05) s RJG AFP y-GT {3 AR RS TR A4
A TARMERT RIS ApoAl i {E AL AF % TAME R A AE UK TIMEST , 2R G 9tE
X (P<0.05), it HEHEFHEARIG AFP . y-GT [, ApoAl [Tt Wil TR Al 5 AFP . y-GT 7KF K HiAs
fe BB N T B3 B 2t 5%

[REiA] WIHED; v- A2 B IR ; 2058E 0 Al

Changes of serum AFP, v-GT, ApoAl levels before and after operation in

patients with liver cancer and their clinical significance
HUANG Qingguo*, TANG Hong, LI Pengze, ZHU Zaiyang
(Department of Surgery, Sichuan Integrative Medicine Hospital, Chengdu, Sichuan, China, 610081)

[ABSTRACT] Objective To explore the changes and clinical significance of serum alpha-fetoprotein
(AFP) , y-glutamyltranspeptidase (y-GT) and apolipoprotein A1 (ApoAl) in patients with liver cancer before
and after surgery. Methods The clinical data of 180 patients undergoing liver cancer surgery from January
2013 to December 2017 were retrospectively analyzed. The AFP, v-GT and ApoAl before and after surgery
were measeured and evaluated. The relationship between levels of AFP, y-GT and ApoAl before surgery and
clinicopathological features was analyzed. The survival time of patients was recorded at follow - up. The
relationship between AFP, v-GT and ApoAl before and after surgery and liver cancer recurrence and patient
survival was observed. Results At 7d after surgery, the AFP and y-GT levels were lower than those before
surgery , while the ApoAl was higher than that before surgery ( P<0.05). ROC curve showed that AFP and
v - GT before and after surgery and ApoAl after surgery were effective indicators for the diagnosis of liver
cancer recurrence, and the AUC of AFP before surgery in the diagnosis of liver cancer recurrence was 0.695.

The proportions of patients with high AFP and high y-GT before liver cancer surgery in multiple tumors, portal
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vein thrombosis and poor tissue differentiation were higher than those of patients with low values (P<0.05) ,
and the proportions of patients with high ApoAl before liver cancer surgery in multiple tumors and poor tissue
differentiation were lower than those of patients with low value (P<0.05), and the proportion of patients with
high AFP before liver cancer surgery in vascular involvement was higher than that of patients with low value
(P<0.05), and the proportion of patients with high y-GT before liver cancer surgery in lymph node metastasis
was higher than that of patients with low value (P<0.05). The survival rates of patients with high AFP and high
v-GT after surgery were lower than those of patients with low values, and the survival times were shorter than
those of patients with low values, and the survival rate of patients with high ApoAl after surgery was higher
than that of patients with low value, and the survival time was longer than that of patients with low value (P<
0.05). Conclusion AFP and v-GT in liver cancer patients after surgery decreased, and ApoAlincreased.
Monitoring the levels of AFP and vy - GT before and after surgery and their changing trends can provide

references for predicting the prognosis of patients.

[KEY WORDS] Alpha-fetoprotein; y-glutamyltranspeptidase ; Apolipoprotein A1l
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Table 1 Changes of levels of AFP, v-GT and ApoAl

before and after liver cancer surgery (x+s)

B ] n  AFP(pg/L) y-GT(U/L) ApoAl(g/L)
KA 180 313.17£87.93  72.25+4.97 0.79+0.32
ARJF7d 180 23.71+5.04  58.53+x10.60  0.89+0.22
t{H - 44..094 15.723 -3.455
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Figure 1 ROC curves of AFP, y-GT and ApoAl before and
after surgery in the diagnosis of recurrence after liver cancer

surgery
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Table 2 Relationship between AFP, v-GT and ApoAl before and after surgery and liver cancer recurrence

LD AUC RAERSME BURE (%) RRRE(%) 95%CI PiE
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ApoAl 0.550 0.78 0.549 0.583 0.462~0.635 0.334
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R 3 RETAFP.y-GT.ApoAl K FE5IERFIBIFMENXE [n(%)]

Table 3 Relationship between levels of AFP, y-GT and ApoAl before surgery and clinicopathological features [7(%) ]

AFP -
1 e A - (pg/l) _ y-GT(U/L) . ApoAl(g/L)
EE(n=77) fK{E (n=103) mE(n=49) KH(r=131) E{H(=96) fK[H (n=84)
ke £k 40 26(33.77) 14(13.59) 24(48.98) 16(12.21) 14(14.58) 26(30.95)
B 140 51(66.23) 89(86.41) 25(51.02) 115(87.79) 82(85.42) 58(69.05)
1 10.375 27.890 6.945
P{H 0.001 <0.0001 0.008
IEEER A 26 16(20.78) 10(9.71) 18(36.73) 8(6.11) 12(12.50) 14(16.67)
J 154 61(79.22) 93(90.29) 31(63.27) 123(93.89) 84(87.50) 70(83.33)
A 4.370 27.069 0.629
PH 0.037 <0.0001 0.428
AR fI% 21 16(20.78) 5(4.85) 12(24.49) 9(6.87) 4(4.17) 17(20.24)
FE 159 61(79.22) 98(95.15) 37(75.51) 122(93.13) 92(95.83) 67(79.76)
H 10.843 10.743 11.228
P{H 0.001 0.001 0.001
N s A <] 27 12(15.58) 15(14.56) 15(55.56) 12(9.16) 11(11.46) 16(19.05)
o 153 65(84.42) 88(85.44) 34(22.22) 119(90.84) 85(88.54) 68(80.95)
71 0.036 12.871 2.024
P{E 0.849 <0.0001 0.155
EV 8¢ H 114  63(81.82) 51(49.51) 30(61.22) 84(64.12) 64(66.67) 50(59.52)
G 66 14(18.18) 52(50.49) 19(38.78) 47(35.88) 32(33.33) 34(40.48)
71E 19.800 0.129 0.984
PE <0.0001 0.720 0.321
R4 ARIEAFP.y-GT.ApoAl SEEEFHHEZR
Table 4 Relationship between AFP, v-GT and ApoAl after surgery and patient survival time
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& 78.57(109/141) 18.00(18.00,18.00) 77.42(96/124) 18.00(18.00,18.00) 34.88(15/43)  14.00(7.00,18.00)
1IZAE 30.026 26.497 18.809 11.727 26.814 11.605
P{a <0.0001 <0.0001 <0.0001 0.001 <0.0001 0.001
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Figure 2 Survival curves of patients with postoperative high
and low AFP,vy-GT, ApoAl
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Correlation analysis between related inflammatory factors in patients with

OSAHS and atherosclerosis

BAN Jian*, LUO Yan, WEI Zhenyuan

(Department of Respiratory, Qinzhou Hospital of Traditional Chinese Medicine, Qinzhou, Guangxi, China,
535099)

[ABSTRACT] Objective To analyze the expression of related inflammatory factors in patients with
obstructive sleep apnea hypopnea syndrome (OSAHS )and the correlation with atherosclerosis. Method 65 pa-
tients with OSAHS admitted to our department of respiratory medicine were selected and were divided into the
mild group (22 cases) , the moderate group (23 cases) and the severe (20 cases) group according to the sleep
apnea hypopnea index (AHI). The patients were treated with continuous positive airway pressure (CPAP) ,
and healthy subjects (25 patients) who underwent routine physical examination at the same time were selected
as the control group, and interleukin-18 (IL-18), tumor necrosis factor-a (TNF-a), endothelin-1 (ET-1) lev-
els and carotid intima-media thickness (IMT ), high-density lipoprotein cholesterol (HDL-ch) , low-density li-
poprotein cholesterol (LDL-ch), and triglycerides were monitored in four groups. Results The average oxy-
gen saturation (Sa0:) and the lowest SaO. index were the highest in the control group, and the AHI, carotid
IMT and IL-18, TNF-a, and ET-1 were the lowest, and there was no significant difference in LDL-ch and tri-
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glyceride levels in the four groups (P>0.05). In patients with OSAHS, the average SaO, and the lowest SaO,

decreased gradually with the severity of the disease, and AHI, carotid IMT and the above inflammatory fac-

tors gradually increased, and the differences in the four groups were statistically significant (P<0.05). After

treatment, the lowest SaO, in patients with OSAHS significantly increased, AHI, carotid IMT and the above

inflammatory factors significantly decreased (P<0.05). There was no significant difference between the three

groups in the carotid IMT, LDL-ch, HDL-ch, and triglycerides (P>0.05). Correlation analysis showed that

the levels of above inflammatory factors in OSAHS patients were negatively correlated with mean SaO, and

lowest Sa0,, and positively correlated with AHI and carotid IMT (P<0.05). Conclusion

In patients with

OSAHS, the carotid IMT is thickened, and the level of inflammatory factors is positively correlated with the

severity of the disease.
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Table 1 Comparison of sleep and atherosclerosis indicators in each group (x+s)

o xfr;ﬁﬁzﬁ OSAHS B # A P P
(n=25) R el i)

SEF4 Sa0,( %) 95.56+2.23 93.10%2.52° 88.79+5.43" 83.26+2.62" 52.91 <0.001
A% Sa0.(% ) 92.13+3.14 86.13%5.15° 82.17+5.51% 71.64+5.46™ 68.81 <0.001
AHI(¥X/h) 2.13+1.01 10.31%2.54° 22.64+3.78" 40.61+5.35" 515.71 <0.001
LDL-ch(mmol/L) 2.86+0.83 2.90+0.82 2.94+0.77 2.9620.85 0.07 0.977
HDL-ch(mmol/L) 1.23+0.24 1.03+0.15° 1.070.18° 0.99+0.22° 6.39 <0.001
H i =78 (mmol/L ) 1.03+0.51 2.21+2.04 1.54+1.58 2.01+1.85 2.60 0.058
#Eh ik IMT (mm) 0.660.09 0.74+0.12 0.87+0.18" 1.06+0.15" 34.84 <0.001

e SR L, P<0.05; SE2 B A HE *P<0.05; 5 BE LA L, <P<0.05,
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Table 2 Comparison of levels of inflammatory factors in each group (x #s)

. — OSAHS ## Pl i
ERN AR Z

B el B
IL-18(ng/L) 249.86+76.23 352.67+76.13 601.02+84.54" 797.61+112.34™ 175.58 <0.001
TNF-a(ng/L) 12.33+3.39 17.64%3.01° 23.74+2.98% 36.07+3.37% 221.63 <0.001
ET-1(ng/L) 0.61£0.13 0.82+0.14° 1.05+0.22 1.67+0.31" 104.70 <0.001

TE: SXF IR L, P<0.05 5 SEREELIA L *P<0.05; 5 T BEALAH L ,<P<0.05.
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&3 OSAHS BFEBITAIEIFCRHBEU IR KR F
KERERER (n=65,x+s)
Table 3 Indexes of atherosclerosis, inflammatory factor
levels, and sleep status before and after treatment in patients
with OSAHS (n=65,x +s)

LD IGYT T RIT A i PH
/% Sa0.(%)
R 90.87+7.94  97.86+£8.77  3.701 <0.001
s
W 74.15£3.88  87.85+7.13  7.548 <0.001
AHI(¥K/h)
LYy 30.31£3.93  7.52+3.04  21.514 <0.001
Iz 36.23+5.19  8.34%x2.57  23.095 <0.001
&Y 47.64+6.56  9.20+3.14  23.637 <0.001
Pk IMT
(mm)
B 0.93+0.12 0.90+0.07 1013 0.317
g 0.96+0.11 0.91+0.09  1.687 0.099
Gy 0.98+0.14 0.91+0.10  1.820 0.077
IL-18(ng/L)
B 356.98+73.63 272.48x68.10 3.952 <0.001
g 612.48+82.46 300.47+75.46 13.387 <0.001
& 754.23+120.45 339.35£88.42 12.417 <0.001
TNF-a(ng/L)
LYy 19.31+3.06  13.5722.84  6.449 <0.001
iz 25.77+2.45  14.64+3.26  13.089 <0.001
GiNis 35.28+3.88  16.43+3.35 16.445 <0.001
ET-1(ng/L)
A 0.85+0.17 0.68+0.15  3.517 0.001
s 1.47+0.26 0.71£0.16  11.939 <0.001
Eiyiy 1.72+0.29 0.79+0.20  11.806 <0.001
LDL-ch
(mmol/L)
B 2.28+0.74 2.25+0.77  0.132 0.896
g 2.56+0.85 2.33+0.72  0.990 0.328
Ciyits 2.63+0.92 2.45+0.78  0.667 0.509
HDL-ch
(mmol/L)
L2y 1.05+0.27 1.03+0.26  0.250 0.804
R 1.06+0.25 1.03£0.27  0.391 0.697
Gy 1.02+0.24 0.99+0.25  0.387 0.701
Hh =g
(mol/L)
B 2.10+1.32 1.87£121  0.603 0.550
g 2.16+1.38 1.75£1.17  1.087 0.283
Y3ty 2.11+1.34 1.78+1.16  0.833 0.410

T A S K 585 A B A 110 5 225 2o i v RO 52 I
RAET AT ZAIVER™ . TEABIEGE i fidt A A
#y % P X F- IL-18 . TNF-« \ET-1 /K 5t B B AKX T
OSAHS ¥ . Hr IL-18 5l & 78 4 5E S e o He
A Z ROV I R MR T A LB uE I R A B
Ok o A Bl A A AT BB 1l B 3 R g F L IL-18
ELA (R E 5 1 200 B PR S 34 T, s sy ok o A 1 Ak e

R4 OSAHS BERMEETF 53 BkEHEE LRI X R
BxXtE
Table 4 Correlation between inflammatory factors and

atherosclerosis in OSAHS patients

IL-18 TNF-« ET-1
A TS

R{E P RME PH RHE PH
FEPKIMT  0.845 <0.05 0.819 <0.05 0.828 <0.05

447 Sa0,  —-0.809 <0.05 —0.856 <0.05 0.834 <0.05
Ml Sa0, -0.877 <0.05 —0.812 <0.05—-0.873 <0.05

AHI 0.879 <0.05 0.848 <0.05 0.827 <0.05

ZERIRLARE . TNF-o & —Fh B 40 i 0842 i
ML A g A PR, LA A M 4 R 7 43 A )
Diie™ s ET-1 XFRA PN R U5 il A 04 R 5, 2 A
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H R If K 5T OSAHS 3 32 85 i M1
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(R KT K 553 Sa0, , Fe fik Sa0, £ i Ml
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G NEC B [R1AG BR A S R (B A — AR 5% o

25 LA, OS AHS SEE HADHM AT/ IL-18
TNF-a .ET-1 7KV 5 3l ks A s A i A 5 A7 2% DTG
%, CPAP W%t OSAHS B &N IHZEM

5% 30k
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EHEEBEZY, 2018, 25(20) : 2638-2641.
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A2 W X WS M LT . 42 53697 2, 2019,
11(2):132-135.
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X 1 BRI B HE S8 A0 BT Th . Th2 . Th17. Treg M
IR 3 S

X E&* EiB ATIPAR BTAR

(# ZE] BR UK AINEEZE B A S8 i B T 4000 1 (Th1) Gl By T 408 2(Th2) 4
Bt TAME 17 (Th17) 5P T 40 (Treg) KB K X . Ak #EE20174E2 4 F 201942 A A
B WS 3 ) R T R A B FR 3 08 9 VR S LB AL, IR AT ARG 1) 1E B N B 53 B i BR AL LA 4
Thl.Th2 . Th17 . Treg /KLU K (AN FH-17(TL-17) SR IRFEHA F o (TNF-) (A2 -14(TL-4) 5 y-T
P ZE (IFN-y) B 75 5 5 LB AL H B AT WE R B AG (SW) SEAGAG I , A AR B8 1 A AR AL AT 40 5 Th
Th2 . Th17 . Treg YA s AR BB & HUIAIT 1 A H G, LBOWER 41 SR 34 1A T 1T /5 19 Thl . Th2 . Th17,
Treg #ffI/K ¥ 5 IL-17 . TNF-a \IL-4 5 IFN-y, 53R ML Th2  Treg /K V-2 (0 F X i, 25 B
Guit2#E L (P<0.05) ; WAL IR YT 1T Th2  Treg /K V- E MK TRV A, 2R B A ST # 8 X (P<0.05);
WM %EZH Thl . Th17 . IL-17, TNF-a, IL-4 5 IFN-y 7K d 2505 T IR, 22 2 oA it 22 3 L (P<0.05) , W1
FZLAVA Y7 AT Thl . Th17 . IL-17, TNF-o, IL-4 5 IFN-y K F B Z &S TiEIr G . 2SR A S % 3 X (p<
0.05) ; MEL L] B35 1A Ui Th2 |, Treg A0 AL 7K -5 I A% 58575 A 85 s AL A2 B 05 kE TR BE 2 ffM S 1 (P<
0.05) , AR L F 3 A1 & 1l Th1 . Th17 207K -5 K T B AR SR AL B30 o kR R s ek IR 5 52 E AR G
(P<0.05) ; logistics [8] 1943 41 4% 5 T 7% , A8 H Il Th1 . Th2 . Th17 . Treg 2 il /K V- 5 K I ARG AT 56 12 Wy 45
HA BEMLME(P<0.05), 18  KEAEIE1E & e 5 B3 A Il Thl \Th2 . Th17 Treg 4fi il /K-
#YIAHOE, Thl \Th2 .\ Th17 . Treg 40 M /K - 0] 4 Jhy K 1a R A58 8 5 A b 37 A6 (R 3%

(K] KFUKHEIL; Thl; Th2; Thl7; Treg

Changes and significance of peripheral blood Thl, Th2, Th17 and Treg cells

in patients with massive cerebral infarction
LIU Lei*, DONG Hai, HE Zhongchun, XU Lijuan
(The First Affiliated Hospital of Chengdu Medical College , Chengdu, Sichuan, China, 610500 )

[ABSTRACT] Objective To observe the changes and significance of peripheral blood Thl, Th2,
Th17 and Treg cells in patients with massive cerebral infarction. Methods 98 patients with massive cerebral
infarction admitted to the hospital between February 2017 and February 2019 were selected as the observation
group, and 53 normal people who complete physical examination during the same period were selected as the
control group. The levels of Thl, Th2, Thl7, Treg cells, interleukin-17 (IL-17) and tumor necrosis factor o
(TNF-a) were measured and compared. Patients in the observation group completed susceptibility weighted
imaging (SWI). The correlation between the infarct size, number of infarcts and Thl, Th2, Th17, Treg cells
was analyzed. After 1 month of routine treatment, the levels of Thl, Th2, Thl7, Treg cells, IL-17, TNF-a,
[L-4 and IFN-v in the observation group before and after treatment were compared. Results Th2 and Treg in
the observation group were significantly lower than those in the control group, with statistical significance (P<
0.05). Besides, Th2 and Treg in observation group before treatment were significantly lower than those after
treatment, with statistical significance (P<0.05). Thl, Th17, IL-17, TNF-«, IL-4 and IFN -~y were

K AR B v h T AFHR A F R R AHFFRA(16P]098)
Ve 0. RARE F IR — W& ERE, Wl , R AE 610500
*BAZHE S X &, E-mail : sy0s59023@sina.com
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significantly higher than those in the control group, with statistical significance (P<0.05). Besides, the above

indicators in the observation group before treatment were significantly higher than those after treatment, with

statistical significance (P<0.05). The levels of Th2 and Treg cells in peripheral blood were negatively

correlated with the number, volume and depth of cerebral infarction lesions (P<0.05). However, the levels of

Thl and Thl17 cells in peripheral blood were positively correlated with the number, volume and depth of

cerebral infarction lesions (P<0.05). Logistics regression analysis showed that the levels of Thl, Th2, Thl7

and Treg cells in peripheral blood were significantly correlated with the diagnostic results of massive cerebral

infarction (P<0.05). Conclusion

The development of large-area cerebral infarction is closely related to the

levels of Thl, Th2, Th17 and Treg cells in the peripheral blood of patients. The levels of Thl, Th2, Thl7

and Treg cells can be used as independent risk factors for the onset of large-area cerebral infarction.

[KEY WORDS]

A5 BE 2 — Tl 22 i 18] 7| A 1 R 3 i 2 21
Jea S YR A I AN A2 B AL 52 A0 I, 3 B ZH 2R
AL B . R IR AT TORR R R IR
GyRE BN o IGAE B 17 & JR s, K TR i A5 A8 25
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FEBE I K — B 2 0 A B A, V0 T 22 b s
BLTR], G875 T 40 A2 G A5 A 2 s v i) F 2 ol
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KT R AR NNAE S 8 5 S B U 15 T 4t A A 7 A
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YEHL 2017 4F 2 H & 2019 4F 2 A ABR IS 1R
T FEUG A A R85 08 194 SRy R A, e UG PR [R] B34 7
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FXAERE (49.53£6.98) %, AL E 1) — L GOR L
WEF G R L (P>0.05), HA ] Hek,
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HED @ MR R 48 s W & 1 B R iy
s @KW 2 ABERT A1 <48 ho HEBRbRE: Q&
I A I Ty i M B A 0 5 () H A v e
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FAGHEE L
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5, R BT #E L (P<0.05) s WEEH B E IR
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TR E, ZSREA G FE L (P<0.05) .
=2,

F1 WHESE Th1.Th2.Th17.Treg #HAEKFE 5 IL-17, TNF-o, IL-4  IFN-y Z 23 (v +s)
Table 1 Comparison of Thl, Th2, Thl7, Treg cells, IL-17, TNF-a, IL-4 and IFN-v between 2 groups (x+s)

% Th1(%) Th2(%) Thl7(%) Treg(%) IL-17(ng/L) TNF-a(ng/L) IFN-y(ng/L) IL-4(ng/L)
WEE4] 08 10.14%5.53 1.39+032 1847315 2242041  35.79£.02  638.79+11.02 18.79+3.07  15.79+3.22
KTHR4]L 53 1150347 2.68+0.76  5.89+1.21 4.19:0.57 24.43+0.87 44.43+10.87  4.43+0.87  7.43x1.87
1 8.850 6.629 15.639 7.541 8.805 12.444 13.172 9.805
P <0.001  <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

x2 MEABERITHE Thl Th2.Thl17, Treg fAREKF 5 IL-17, TNF-o, IL-4  IFN-y 22 ELE (v 5)
Table 2 Comparison of Thl, Th2, Th17, Treg cells, IL-17, TNF-a, IL-4 and IFN-v in the observation group before and

after treatment (x +s)

A% n Thl(%) Th2(%) Th17(%) Treg(%) IL-17(ng/LL) TNF-a(ng/L) IFN-y(ng/L) IL-4(ng/L)
VBITHT 98  19.14+5.53 1.39+032 18.47+3.15 2.24+0.41 35.79+.02 68.79+11.02 18.79+3.07 15.79+3.22
WBITE 98 13.54+3.31 2.14+0.71 8.81+2.12 3.48+0.34 26.44+0.88 48.45+9.83 8.47+0.87 9.42+1.87

tE 6.823 5.629 11.647 5.014 7.812 10.245 11.873 7.834

PH <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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*®3 WEMAEFINIM Th] Th2.Th17, Treg FIFE XS 1
Table 3 Correlation analysis of peripheral blood Th1, Th2,
Th17 and Treg in observation group

IR AT S A AL A AL
W LA W

r{H P r{H P{H r{H PAE

Thl 0337 <0.05 0313 <0.05 0314 <0.05
Th2 -0.515 <0.05 -0412 <0.05 -0.506 <0.05
Thl7 0.531 <0.05 0427 <0.05 0.514 <0.05
Treg —-0441 <0.05 -0.353 <0.05 -0.340 <0.05

F4  SMEIM Thl. Th2.Thl7. Treg M7k F 5 K E R fitE
LT 45 RAVIAX SR
Table 4 Correlation analysis between the levels of
peripheral blood Thl, Th2, Th17 and Treg cells and the
diagnosis results of massive cerebral infarction

W% B SE  Waldly> OR 95%CI  P1H
Thl 0052 0023 4.693 1.042 1.012~1.104 0.028
Th2 -0.173 0.054 4.232 1.169 0.753~0.993 0.037
Th17 0.087 0.036 4956 1.188 1.013~1.174 0.024
Treg —0.113 0.048 4.754 1.096 1.021~1.195 0.013
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Application of serum IL - 6 and sICAM -1 in the differential diagnosis of

neonatal pneumonia bacterial infection and evaluation of curative effect

LIU Zhen', CHEN Dan ', WEI Yingya®, CHEN Xiaoli®, SUN Xiaomin'*

(1. Department of General Internal Medicine, the Affiliated Children’s Hospital of Zhengzhou University /
Henan Children’s Hospital / Zhengzhou Children’s Hospital, Zhengzhou, Henan, China, 450000; 2. Depart-
ment of Neonatology, the Affiliated Children’s Hospital of Zhengzhou University / Henan Children’s Hospital /
Zhengzhou Children’s Hospital, Zhengzhou, Henan, China, 450000; 3. Department of Child Healthcare, the
Affiliated Children’s Hospital of Zhengzhou University /Henan Children’s Hospital / Zhengzhou Children’s Hos-
pital, Zhengzhou, Henan, China, 45000)

[ABSTRACT] Objective To explore the application of serum interleukin-6 (IL-6) and soluble inter-
cellular adhesion molecules-1 (SICAM-1) in the differential diagnosis of neonatal pneumonia (NP) bacterial
infection and evaluation of curative effect. Methods A total of 83 children with NP admitted to our hospital
from January 2019 to December 2019 were selected as the pneumonia group, and 40 normal newborns who
had a normal physical examination in the pediatric care department of our hospital during the same period were
selected as the control group. The venous blood of children in the control group and the pneumonia group was
collected when they were admitted to the hospital, and the levels of serum IL-6 and sSICAM-1 were detected.

The sputum culture test was performed on the children in the pneumonia group. According to the type of infec-
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tious pathogens, they were divided into 46 cases of the bacterial infection group and 37 cases of the non-bacte-
rial infection group. The level of IL-6 and SICAM-1 were detected when the newborns in the bacterial infection
group recovered. The diagnostic efficacy of serum IL-6 and SICAM-1 on NP bacterial infections was analyzed
using receiver operating characteristic curve (ROC ) , and area under the curve ( AUC) was calculated.
Results  The levels of serum IL-6 and SICAM-1 in the bacterial infection group were significantly higher than
those in the non-bacterial infection group, the difference was statistically significant (P<0.05). AUC values of
serum IL-6 and sSICAM-1 were 0.952 and 0.796, repectively, which had high diagnostic value for the disease.
The AUC of IL-6 was significantly higher than that of SICAM-1 (P<0.05). The levels of serum IL-6 and sI-
CAM-1 in the bacterial infection group were significantly higher than those in the control group during the

acute phase, which were significantly decreased during the recovery phase after treatment. The difference was

statistically significant (P<0.05). Conclusion

significance in the diagnosis of NP bacterial infection.
[KEY WORDS]

sion molecule 1; Curative effect evaluation

#rHE: JLIT %% (neonatal pneumonia, NP )&/ JLH
RSN S WY i = W Y A SRS e
— TR LI A e S R AR 12 TR I ARME
DL S A 38 DX 3 il 98 2 pH A TRT o 2340 S B B g
Jir A CELARE T 98 S S Tl R AR A48 ) i | A, (i
HUR 25 ] 36T SRR T Y40, B C [
1 (hs-CRP) &Il R H T8 bR Z —, AT PP R 1
IO A A PR R 5 S, I BB — i A B2 T It 2 T
TR FEEE Y  ARTTZAE A Az HAB PR 25 i A
K, R AE R I PR R 40 B S g il 5% £
) hs-CRP R 235 357 52 B | ) it G122 1T 4
BEFE MR M 4 -6 (Interleukin-6,
IL-6) | AT 7% M 40 B (8] RS B 43§ 1 (soluble adhesion
molecules-1,sSICAM-1 ) &I 4F >k & 30 45 5112 Wi fifi
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s HE R e SR, R T NP 1 48 5112 W fyr 2
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SICAM-1 7E NP 411 B P2 8 LI Y7 A S 1Y 3 i 8
b S AR AR AR TR PR L i 25 5, RS A R

1 #ABETHE
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TBIT o HEBRARIME : & I B e sl L B g
P L @& I e g UL @A I KB M

Serum IL-6 and sICAM-1 have important clinical detection

Neonatal pneumonia; Bacterial infection; Interleukin-6; Soluble intercellular adhe-

P T 235 A B L (O i v 1) JB LB L
OFPN A RN 3 TN C B L X AW B
@ HE B A ER . 5 BRI 7R AR B LR IE
AR I 40 191 1E 58 AE JLAE S X BRAL, (K &5
B HEBRPRMERI I S 4H Bl Mg 4. 55 47 ],
27 36 1] ;44 H % (14.4144.52) d ; SE K T (3.52+
0.46) kg, XtRELL . 5 25 I, & 15 6] ; F 3 H i
(13.78+4.34)d; *F ¥ (A H (3.4420.43 ) kg A5
25 5 [of 38 FE A0 B 2% By S5tk BROL S8 4 1 )
oo PRALEJLAEYEDN B R I H sy ]
e, 2R TSI E L (P>0.05), WLFE1,

®1 WABIL—MBBILL (x£s)

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

20731 no B () Hid(d) R (kg)
iiRk# 83 47136 14.41+4.52  3.52+0.46
YR 40 25/15 13.78+4.34  3.44+0.43

1y {8 0.384 0.733 0.922

P{E 0.536 0.465 0.358

1.2 ik

SRAEXT REZH FNT 2 2H F LA BT CEbE ) i
Jik Ifi. 4 mL, 3 500 r/min &> 15 min J5 $2 BT , 77
F=80TUKAATEM . >R Fl k2% &G s o B 4 )
I3 IL-6 7KF- () A L5 A YR AT R A ],
B :96T) , K AR R4 H sh k=i & 6 A (i
TGN T, TS cobase 411) 3 7% FH B EX G 728 0% Jf
ARG L7 SICAM-1 7K (I [ 3 [E R&D 23 7], #i
1 :96T) , T 4525 BR A% R R S P E U P

XoF i ¢ 41 £8 LaZEA T I35 ARG I B 998 5 7 163
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Table 2 Comparison of serum IL-6 and SICAM-1 in children
with NP caused by different pathogens (x +s)

21 5] n  IL-6(pg/mL) SsSICAM-1(ug/L)

MR 46 245.63+79.31 361.63+68.33
JEARR YA 37 33.59£15.63 252.18+55.27
tH 15.996 7.884
P 0.000 0.000
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3 IMiE IL-6.sICAM-1 7£ NP 4 B 14 B L 0 S 52 i
Table 3 Differential diagnosis value of serum IL-6 and
SICAM-1 in NP bacterial infection

wiE REUE

ol S ey =/
FEFR s (%) B3Pk AUC SEfE 95%CI

IL-6
(pg/mL)
SICAM-1
(png/L)

99.72 8043 97.30 0.952 0.0195 0.882~0.987

308.77 7826 78.38 0.796 0.0506 0.693~0.876

ROC ik
1.0
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= 0.6
F 04 25
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0.2 SICAM-1
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Figure 1 ROC curve of serum IL-6 and SICAM-1 in

differential diagnosis of NP bacterial infection
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Table 4 Comparison of serum IL-6 and SICAM-1 in

children with NP bacterial infection (x+s)
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S5 AR G &
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(# E]1 BRY EIT 000 U P 3 il v £ 4k 8 (R (FIB) | £ 4k 2 (A [4 % 7= ) (FDP) |
D- A (D-D) F1EE I il BE 58 1 i 1142 490 (TAT) /K5 4 T B804 56 28, A 990 B3 60 4% 1 Dl 1 B
FMBRIEINRMES %, Ak R 20184 2 A 2 2020 4F 1 A WA M5 I DU I B 37 9§ ke T Ik il e
46 BIFE R DVT 21, 3% BRI 0 A 45 2 DU B - 3T oK & 2 DVT 46 BV R E DVT 41, 335 B[] 1A fi e 4
ki A6 BIVE X IRAL, Y B IGGE 2 A, DVT 4 JE DVT KA HT R )5 1.3 d FIB .FDP . D-D 7K~
T % T T SN 1) (P ) 355 A4 7504888 1Tt S IS) ] ( APTT) W TAT Y7284k, Xof BRZH A A B IR 5 2 LA B 5 7 110728
b, AT A5 1 DU B AT R AR bR AR T B OG B, SZ A RRAE T AR 2k (ROC) 43 Hr 45 2 S it 41 47
PEEPT LR BN, 4558  FIB.FDP.D-D . TAT H.% : DVT 41>3E DVT 41>5F B84, 22 S Gi il 2%
7% X (P<0.05) ; DVT 41 R . RJ5 1.3 d FIB .FDP .D-D . TAT ¥ T3k DVT (2% %A G i35 L P<0.05) ;
KA FIB \FDP .D-D . TAT ¥4 40394 DU i 541 26 3 1iAR I 1 il P 28 (P<0.05) 3 D-D Sl F0 i 42 7
S BE R, URE RS MEAY WIN 73.17% .100.00% , FL¥k 4 FDP \ TAT (FIB, U B4 TR g s iz b,
TPUBIE RS 97.56% ,100.00% . Z5i8 B4 DU CE T i & FIB .FDP .D-D \ TAT ¥/#1E# A
& I DVT M FR s FRHE 25 T9E DVT B2, D-D FO 8451 DU B3 i A T s R e v , DU B
A4 DVT U0 1 %,
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Relationship between serum FIB, FDP, D-D and TAT levels and thrombosis in

patients with traumatic limbs fractures
TIAN Feng, YANG Jiazhao, XU Wei, XIA Rui, FANG Shiyuan*
(Department of Orthopedics and Trauma, the First Affiliated Hospital of USTC, Hefei, Anhui, China, 230001)

[ABSTRACT] Objective To explore the relationship between serum fibrinogen (FIB) , fibrin
degradation products (FDP) , D-dimer (D-D) and thrombin - antithrombin Il complex (TAT) levels and
thrombosis in patients with traumatic limbs fractures, to provide reference for preventing thrombosis.
Methods A retrospective collection was performed on the 46 patients with traumatic limbs fractures and deep
vein thrombosis (DVT) who were admitted from February 2018 to January 2020 (DVT group) , while another
46 patients with traumatic limb fractures and without DVT during the same period were enrolled as the non-DVT
group. And 46 healthy controls during the same period were enrolled as the control group. Complete blood
samples were collected. The DVT group and non-DVT group were tested for changes in FIB, FDP and D-D
levels, prothrombin time (PT), activated partial prothrombin time (APTT) and TAT before surgery, at 1d and
3d after surgery. The changes of the above indexes were screened in the control group at admission. The

relationship between the above indexes and thrombosis was analyzed. The value of each parameter in predicting

AR B R A SR R (190420802036)
Vs PERFERRFWE S — ERAGEH, 28, 4 1E 230001
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thrombosis was analyzed by receiver operating characteristic (ROC) curves. Results FIB, FDP, D-D and
TAT were the highest in the DVT group, followed by the non-DVT group, and were the lowest in the control
group (P<0.05). Before surgery, 1 d and 3 d after surgery, FIB, FDP, D-D and TAT in the DVT group were
higher than those in the non-DVT group (P<0.05). Preoperative FIB, FDP, D-D and TAT were all
influencing factors of thrombosis in patients with traumatic limbs fractures (P<0.05). The efficiency of D-D
alone was the highest in predicting thrombosis, and the sensitivity and specificity were 73.17% and 100.00% ,
followed by FDP, TAT and FIB. The combined predictive efficiency of the four was higher than that of alone,
The FIB, FDP,

D - Dand TAT in patients with traumatic limbs fractures are higher than those in normal people. The

and the sensitivity and specificity were 97.56% and 100.00% , respectively. Conclusion

concentrations of the above indicators in DVT patients are higher than those in non- DVT patients. The

efficiency of D-D alone is the highest in predicting thrombosis of traumatic limbs fractures. The combination of

the four can improve early detection rate of DVT.
[KEY WORDS]

Thrombin-antithrombin Ill complex

BEAC 8 T o A BA P A TR AN U A 5
W% AN U R BT R AR R B TR BT
VO i & A B AU A T IR BN R RS, B
B RS IR , 058 BE AZ 40, A0 1 AR M DR - R s
%, FEBEN-LF 5 R, AL T = EER A,
R PK 1A T B (Deep venous thrombosis, DVT) JX{
W v, — ELRR BV AT g i A 2, g 28 2
e MR 5Pk VY BB P Jf & DVT
Bf T A AR, K R AR A O 8 2385 i
M ) M Wells W53, A7 7 — e Jm 1o
R 2 A S B AL A N R S A B
BB YIAH oG , B UESE D- 34K (D-dimer, D-D) A] #i
Dt ZE AR AR, H S il e s AR B A e, A
XPAN VO B B R B I AT R G A S
T i AS T B A (R D L R e AR . AR SOKS
XTSI BB 1 PO BB 47 JF DVT S5 BE I | 27
A F AR, -5 4E DVT B 5 AT 1, DA
SR 3 U S AT A T B i B P

1 BREFE

1.1 IR TR

FAE 2018 4F 2 H & 2020 4E 1 H id w4
P DU R BT 9 & R K I 46 BI7E S DVT 41,
Fie 121 Lo B m) A e ya B 4 D B i ok R AR
DVT 46 |/ F4E DVT 41, DVT 41 % 29 f4i], &
17 6] ; S Y9 4F 18 (49.51+10.43) & 5 B4 i R 45 4K
(Boby mass index, BMI) *F-# (22.71£3.11) kg/m*;
BT AL IF B 26 191, PSP T 20 415 3L
P A - 2838 F ik 30 ], = kb BA TR 12 ), 2 g

Traumatic limb fracture; Fibrinogen; D - dimer; Fibrin degradation products;

4 %), AE DVT 415 30 6], & 16 ] ; F ¥ 4F %
(48.79+11.51) % ; BMI - (22.97+3.45 ) kg/m?;
B PR TP R 27 6, P AR 19 )5 3
Pl P < 2258 F i 31 4], = AbBA S 12 ), 2 g
3061 o I3 M [) A0 i B ARG 3 A6 AR Sl X R
L8R A A B A B | TG I AR s K B As 25 ik
1o X4l 5B 28 ], £ 18 19 5 SF- 44 4F i (48.95+
10.75) % ; BMI ¥ #4 (22.87+3.25) kg/m*, = 4 1
VRS BMIXT L, 22 5 TG0 1245 L (P>0.05) .
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L 1. [ Ji7 5[] ( Activated partial prothrombin time
APTT) , % & X i 2 0 %€ D-D 7K 7, K& KR ¥
T 100 2 S 1 ik - 470 %€ 1t 5% 111 %2 45 4 ( Thrombin - an-
tithrombin Il compounds, TAT ) 7K, A S5) -
3 E BECKMAN COULTER ACL Advance % 4> F
BRI A3 A (AR B 23500 ) T, 7™ A 423t
AR AR AR E AR T 1A
1.3 Gt #irik

>R 11 SPSS 20.0 #fF 4b BB L T BEORHH
(x £5) R~ , AL IE] FU AR ¢ K s 2220 LA T
BRIZR 2257, N Z F X AT LSD-1 K 5, 114K

TR n(%) FoR 34T K5, 25 S 8O 7
JB2 - H 10 T B 4 5% W 2R Logistic 18115 43 87,
Z AR FRIE T AE i1 28 (Receiver operating character-
istic curve , ROC) Z3 M HE I 211 2 HCFuml A TE i,
I ; P<0.05 M 225 A G225 L
2 #R
2.1 3B FIESEILE

34 PT.APTT W Z R L H 1% & L (P>

0.05) , FIB .FDP .D-D . TAT 4 : DVT 41>3FE DVT
H>SXF R 22 A G L (P<0.05), 1,

R1 3HEENFBISHILL (v+s)

Table 1 Comparison of coagulation and fibrinolysis parameters among the 3 groups (x +s)

21 51 FIB(g/L) FDP(g/L) D-D(pg/L) PT(s) APTT(s) TAT (ug/L)
POpilsEEl 46 2.61+0.53 3.79+1.15 229.63+50.14 12.14+2.14 26.3124.45 1.45+0.36
JEDVT 4 46 3.450.51° 19.12+4.77" 379.52+66.75" 12.43+1.98 26.44+4.15 3.15£0.65"
DVT 4 46 3.99+0.43"  35.75:£10.23"  571.43+115.58°  12.67+2.33 26.57+3.78 4.87+1.61"
FAH 01.937 273.004 199.271 0.698 0.045 128.341
P <0.001 <0.001 <0.001 0.499 0.956 <0.001

5% R A, P<0.05; 59E DVT 4l g, P<0.05,

22 DVTH5IEDVT A AR ARG 1.3 d BRI .
ABRSEIK
3k DVT AR R ARG AS [FIE (B 455 1ML 275 2

B 22 3 5% 2 X (P>0.05) ; DVT 2 ARH .
AJ51.3dFIB.FDP.D-D.TAT ¥ 5 FIE DVT 41
SRR G R X (P<0.05),%# 2,

%2 DVTAHEIEDVTARB.AKREF1.3dEM FBSEILE (v+s)

Table 2 Comparison of coagulation and fibrinolysis parameters between DVT group and non-DVT group before ,

1 and 3 days after operation (x+s)

45 Fisf 1] FIB(g/L)  FDP(pg/L) D-D(pg/L) PT(s) APTT(s) TAT(pg/L)
EDVT 4 (n=46) A A 345+0.51  19.12+4.77 379.52+66.75  12.43x1.98 2644+4.15  3.15+0.65
ARJF1d 3512067  20.26£5.17 389.14+75.14 12514223 26.79+4.36  3.33x0.79
ARF3d 3612075  21.52+5.96 390.25+79.99  11.99+251 27.11¥531  3.31+0.98
DVT 4 (n=46) AT 3.99+0.43  35.75x10.23 5714311558  12.67+2.33 26.57+3.78  4.87+1.61
ARIE1d 4262076  40.14+6.97°  635.52469.98°  12.71+2.14 26.78+4.11  5.57+1.23"
ARJG3d  4.98+0.57° 4552+12.31"  695.14+101.45° 12.5842.36 27.17+5.54  5.98x1.45"
F um 100.227 152.899 193.724 0.822 0.241 33.895
P <0.001 <0.001 <0.001 0.442 0.787 <0.001
F asin 56.983 70.929 83.663 0.172 0.292 20.592
P us <0.001 <0.001 <0.001 0.843 0.747 <0.001
F o 47.676 51.874 74.556 0.202 0.298 19.484
Py <0.001 <0.001 <0.001 0.817 0.743 <0.001

TE 5 R AT L, 'P<0.05; 5 DVT A IR [R] 5 LB AL, P<0.05,

2.3 RATEEIN EF 7 S EON R4 1 U e A i
T B 5% 0 3 B

Logistic |71 9 73 #7 & 7 : R FIB .FDP.D-D .
TAT 454 G0 P DU B 47 8 8 1A I B il PR 3R
(P<0.05) , H:tf D-D . TAT ¢ i £z K, H.¥k 4 FDP
FIB, W3 3.

2.4 ORFTEEIL 271 500 A1) 47 1 U 4 i
FIE A (B 3 A

FIB .FDP .D-D . TAT #EIfil . £F %5 1 45+ D-D H1
0y T A0 473 D RS AT AR TR A e R R L 5
T8 Bt KBF X cut-off & 384.10 pg/L, £~ 1
1 (Area under the curve, AUC) 4 0.916, U FF
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Table 3 Analysis of the influence of preoperative
coagulation and fibrinolysis parameters on thrombosis

in traumatic limb fractures

Bhr B S.E. Wald/y’ OR{H  95%CI PiE

FIB 0.655 0.236 7.703 1925 1212~3.057 0.006
FDP 0.711 0.267 7.091 2.036 1.206~3.436 0.008
D-D 0.997 0.165 36.511 2.710 1.961~3.745 <0.001
PT 0.052 0.236 0.049 1.053 0.663~1.673 0.826
APTT 0.067 0.177 0.143 1.069 0.756~1.513 0.705
TAT 0.985 0.103 91.453 2.678 2.188~3.277 <0.001

SPEARIR 73.17% . 100.00% , FL Yk 4 FDP . TAT .,
FIB, PUE BE& WM RE s iz, L4 & 1,

3 it

SoitHaE , I PE DU AT R DVT KA AU
B S FIER N AW R, B U BT e
%4 DVT K &4 DVT JIE % A BE I -£F %5 38 b
FIB .FDP.D-D.TAT f£7E i % 25 5 , G40 M U B i
Proh ESBEEH A&, i DVT 41 _Eibdsbrh & T
AE DVT 41, 3Pkl =0 sk, , S A5t DU fB 14
Ji R I RE A B IR, R ARAE R TR, 58 1M -
LT B AV AT , A8 ol R A, ATLAAR il v 2 P I
FEEEIRAS s BT DVT B BEIN-£79 2500 ™ 5,
358 1ML PR - B O v, 5 R F NSO SR AR SR R M A, 3
RUMAETE AL, 5 DVT & Az Fealt 2 UM G

R4 ARBTE LA S TN )5 1 M B RN ES

Table 4 Value analysis of preoperative coagulation and fibrinolysis parameters in predicting thrombosis in

traumatic limb fractures

ES cut-off AUC 95%CI EOREE R U (%) Fr 5t (%) P{H
FIB >3.55 0.820 0.685~0.914 0.669 78.05 88.89 <0.001
FDP >19.88 0.885 0.763~0.958 0.816 92.63 388.89 <0.001
D-D >384.10 0.916 0.802~0.976 0.732 73.17 100.00 <0.001
TAT >3.61 0.852 0.723~0.937 0.596 70.73 88.89 <0.001
i - 0.978 0.891~0.999 0.976 97.56 100.00 <0.001
10 PEXE R BT EE N DD BE VR , A T & Y I A T AL
08 B8 o HC0h 200 EE AL A0 DY A R AT R R I S BE 1Y
2o i W PR R EE I £T A TS R AR AR, DAFi B DVT
:% FIB . N
04 P KA AR EITEAE
02 ‘“2& PT . APTT 0 5 &E 1L D) GEAH O 09 K+, 7j 4
v os or ee os 1o Jz e 70 R R i s AR e I R IR PR R A S Rk

145574k
B ARBIEM . A S E T €] 0 1% T B H A T AL
MES

Figure 1  Value analysis of preoperative coagulation and

fibrinolysis parameters in predicting thrombosis in traumatic

limb fractures
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M3 KL-6 . LDH K *P-%} &% &5 2H 2095 & 31 []ve Pl 9
BB S PR R VEARS Y

EaAr xgd AWE

[ Z]1 BH RSG5 -6 (KL-6) FIFLER i 208 (LDH ) X 45 4% 41 2055 & 18] i
PR 58 58 i K IS BT ., FF3E YEHC 2014 4F 1 A & 2016 4F 6 A ARSI 4s 46 4 405 B 3%
137 191, AR Yl £ I R A R 5 25 k43 g 1) B i 48 41 (n=71) R G ] JoR M il 48 21 (n=66) 5 573 30 B I
ARG A8 e 5 (n=45) YEXT BRA | LA 4% 20 1% KL-6 .LDH . C JZ W % 1 (CRP) }2 D- — 54k (DD) /K,
LR FHE R 407 KL-6 .LDH ,CRP A DD /K25 FJo ] Ju v il & 20 F s f 2, 22 5 LA 51t
2 L(P<0.05) 5 AN F AR Ay AL 0] 53 1 il 98 R85 I 7 A 75 0 /KO 19 L 48 25 32 R4 322 3 L (P>
0.05) ; RNIRIFAAR S DA FE PR 98 838 B il v i B 0 KOF 1 g 22 S A Ge it 2838 L (P<0.05) , HL
Il %% 4 KL-6 ,\LDH,CRP }2 DD /K- F 1 90, I R4, 22 5 B A G273 L (P<0.05) ; iG sh 4l i &
KL-6 .LDH.CRP ¥ DD /K- TR G s 4, 22 5 BA Ge it 2% 3 L (P<0.05) ; 51740 KL-6 .LDH .CRP }
DD KV TAEE 4, 2% S B A G475 L (P<0.05) . £5i 14 KL-6 .LDH A 7E 4% 4% 41 4195 4 - i)
ST 58 ) A= Wy i, X BB B I RS AT — o TS A

[8ER]  VERABEREDL IR -6 5 FLIR I UM ; 2540 U200 5 [R] P i ¢

Evaluation value of serum KL-6 and LDH levels in conditions and prognosis of

patients with connective tissue disease combined with interstitial pneumonia

CUI Yanxiang*, LIU Xiaoli, ZHOU Liping

(Department of Laboratory Medicine, Huangdao District Hospital of Traditional Chinese Medicine, Qingdao,
Shandong, China, 266000)

[ABSTRACT] Objective To explore the evaluation value of serum Krebs von den Lungen-6 (KL-6)
and lactate dehydrogenase (LDH) in conditions and prognosis of patients with connective tissue disease
(CTD) combined with interstitial pneumonia (IP). Methods During the period from January 2014 to June
2016, 137 patients who were confirmed with CTD and were admitted to the hospital were enrolled. According
to clinical features and imaging data of patients, they were divided into the IP group (n=71) and the non-IP
group (n=66). The healthy people (n=45) who underwent physical examination in the same period were en-
rolled as the control group The levels of serum KL-6, LDH, C-reactive protein (CRP) and D-dimer (DD)
were measured and compared among all groups. Results The levels of serum KL-6, LDH, CRP and DD in
the IP group were higher than those in the non-IP group and the control group (P<0.05). There were no signifi-
cant differences in levels of the above serum marks among IP patients with different imaging types (P>0.05).
There were significant differences in levels of the above serum marks among IP patients with different imaging
grades (P<0.05). The levels of KL-6, LDH, CRP and DD in the grade Il group were higher than those in the
grade I and grade II groups (P<0.05). The levels of KL-6, LDH, CRP and DD in the active group were
higher than those in the inactive group (P<0.05). The levels of KL-6, LDH, CRP and DD in the death group

AR A B 2017 ¥ E 25 AT R (2017-2yx079)
MEH B FEETESRFEERERA, LA, FH 266000
*BIEMEE A, E-mail : drbnh594413@sina.com

7

=3



- 1540 - AT SWISIARITZRER 20204E 11 45124 451181 T Mol Diagn Ther, November 2020, Vol. 12 No. 11

were higher than those in the survival group (P<0.05). Conclusion

Serum KL-6 and LDH can be used as

biomarkers of connective tissue disease complicated with interstitial pneumonia, and have certain evaluation

value for the patient’s condition and prognosis.
[KEY WORDS]

tial pneumonia
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P4 18] J5% 14 il %€ (nonspecific interstitial pneumonia,
NSIP) J& oA i 8 (R AE SO AR R A A7 46 ) ™ 5 il 3 55
Iy SEHLR 2 BUAG  RE R AR AT 4 2
45 T 9 ORI G MR [a) J5T 1 il 4 o 155 1
BPEAG BR ED K 45 4l 4 U6 A 51 1) R il 48 R
B MR ARG s 4 . FEVT A 2 20194E 6
H 30 H R E A AiEE ) id s s
HESRAFE TGO, FEAR 3 Bl U5 17 00, 1 25 46 41 800
B IE T 9 B S N AE TR AL RIAE T4
1.3 IFVALES

KL-6 K750 &0 [ H AR & - H b Wbk X 4
¥, R Ak 2 & S T 9 43 A (35 [E BECKMAN
COULTER, 1=}y DXI800) ¥ il ; LDH 46 ] iz, 7
WA A 26 R 2w N4 A S AR A (it
WG], A COBASC501 ) 1l ; CRP il DD
R &I F R A R R | R
FrAY (35 [ BIO-RAD, %15y iMark680 ) K6l
1.4 Jrik

R AR A2 2 ARASH K 1l 5 mL, 2 000 rpm
250 10 min J5 43 B B2 0 R i g KL-6.
LDH .CRP } D- 34 (D-dimer, DD) (1) & &, Hor
KL-6 R FHEE i 1k 2% & e Sz v A, LDH R H ik
FRIAGIN , CRP 1 DD SR JFH B G 2 W B A 0
1.5 Stk

KHUSPSS 17.0 Geit a5t fF6 IR A 1Y
THEVERI (x+5) s, B8] FLASR F ¢ A5
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22 2H 4 1] O35Sk B0 PR 3R 5 22 0 W, 4L 18] T 7 LG
R T SNK-q ¥ 5 THE TR A n (%) R, 1A L
BRI K05, LA P<0.05 223G 50 X,

2 HR

21 WA MRS KT

fi] Jo P fil 8 41 1L 7 KL-6 . LDH . CRP }%2 DD 7K
SF-H4 5 TG 8] M i R 4 AR R, 22 55 A 4
TR L (P<0.05) , Jo [A) 5 fili % 41 138 R 77K
o TR, 22 S BA S L (P<0.05) , W,
1,

2.2 ARG ST TG I 8] BT T 5 5 3 13 bm o
YK A

ANFIFEAG ST PG T T ] Bk il 28 88 I v pm ks
AR AR, 22 R IEG T EE X (P>0.05), W32,
2.3 AFFAR ST HA IR BTPE T 5 535 13 br ik
YK A

ANTRVSEAR 53 GG T 0] o1 il 48 8 387 10035 A ks
YK 0 b 22 54 G2 B L (P<0.05) , Hirh
W % 20 45 5 1] B 14 it 4% #8517 KL-6 .LDH ,CRP
K DD /KFEHET 19, N4, 25 BA5 1%
BN (P<0.05), WF3,

®1 MARMBRAMBEREKFELE (v+s)

Table 1 Comparison of serum markers levels between 2 groups (x+s)

20 5] n KL-6(U/mL) LDH(U/L) CRP (mg/L) DD (mg/L)
(] Jo 14 it 2 2 71 1263.51+354.27°  362.59+124.64" 31.46+10.57° 1.65+0.47"
T R] J5 A il ¢ 2 66 249.35+76.31° 215.46+65.87 3.69+1.16° 0.72+0.23"
X iRl 45 137.64+32.68 151.97+37.23 1.63+0.52 0.15+0.04
F1{i 475.509 87.710 401.649 316.400
P1{H <0.001 <0.001 <0.001 <0.001
5% A g, P<0.05 5 5 TG R) e il 4 41 L3, P<0.05,
K2 AEAREGEHBEHFEFERMRKEBEMBRED KO (xxs)
Table 2 Comparison of serum markers in IP patients with different imaging types (x+s)
245 n KL-6(U/mL) LDH(U/L) CRP(mg/L) DD(mg/L)
UIP 41 29 1184.25+385.21 327.64+110.39 28.58+9.42 1.54+0.40
NSIP 41 24 1297.46+321.58 359.42+137.85 26.35+8.23 1.77+0.54
P i 18 1032.67+330.74 378.31+128.72 33.12+11.49 1.63+0.46
F1& 2.921 0.993 2.501 1.604
P& 0.061 0.376 0.082 0.209

x3 ARG REHFEFERMKEE MFREDKFRILLE (vxs)

Table 3 Comparison of serum markers levels in IP patients with different imaging grades (x +s)

451 n KL-6(U/mL) LDH(U/L) CRP(mg/L) DD (mg/L)
I 2 20 1084.32+316.58 289.67+87.69 22.37+7.10 1.32+0.35
| & 26 1286.37+342.65 329.61+95.28 32.54+10.34" 1.61+0.50
|| & 25 1350.14+369.74" 435.19+145.32" 39.45£12.62" 1.93+0.63"

F{H 3.491 10.157 14.822 7.839

P{H 0.036 <0.001 <0.001 <0.001

51 %418 ,°P<0.05; 5 1T g4 Heds ,"P<0.05,
2.4 N [E R % Zh A 00 & O 18] BT Mm% S5 s
PR K 1) A

SAEW A L8, i 3 4 B A I T KL-6.
LDH.CRP /% DD /K3 THE , Z R HA ST E
X (P<0.05), W3 4.
2.5 AN[RITHUS 1 GG I ) Jo P il 2 S 2 I3 A s
P71 A

Bl D7 S 1], 19 24 A5 I [) Joa P il 48 i 2 o LI
FUMAE P s M AE T 5 A0 4 s, JE T4

H M7 KL-6 .LDH . CRP /% DD /K FE#H &,
25 BA SR E L (P<0.05), W5,

3 it

[ i A il ¢ 32 g B = A2 S ey A ] J5i
S SV TR R AN [ 72 2 4 9 4 M 92 1) K 21
HEAk , b AR R A i 9 200 i 451 475 A 55 i 21
WK ZRL, T E R S PR, B A R
FE o S 45 21 20 5 18] 5 1R il 4 1) 4 0 R
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Table 4 Comparison of serum markers levels in IP patients with different disease activity

215 n KL-6(U/mL) LDH(U/L) CRP (mg/L) DD (mg/L)
wahd 42 1372.82+385.29 416.57+131.39 37.69+11.48 1.98+0.61
JEFE A 29 1156.31+293.47 329.64+98.57 26.34+8.23 1.3920.35
18 2.555 3.021 4.570 4.696
P1E 0.013 0.004 <0.001 <0.001
*x5 AEWMEBEERLEFHFEREMKEE MFRED KT
Table 5 Comparison of serum markers levels in IP patients with different prognosis
41 n KL-6(U/mL) LDH(U/L) CRP (mg/L) DD (mg/L)
G 52 1129.48+298.62 305.24+95.48 23.91+8.15 1.25+0.37
T4 19 1398.57+378.68 432.52+135.47 39.45+12.58 1.92+0.63
t1H 3.123 4.423 6.098 5.524
P1E 0.003 <0.001 <0.001 <0.001

e, HORHR Ay B TG 22, R sh e e ihyr vl
A 5O L i 1] i o R O £ A AR AT R
BAEWE™ . G, T3 80 E 1 S5 = Fe b
FH VPG 1 S5 L 2

KL-6 J& TR 2= Zh 8 1 505, > 1 AL |
) N = 1 OB B A D N
KL-6 #F A il 3 A1 3, 51 1 7 KL-6 7K+
15, B KL-6 7K 55 il 5 9 19 & A= % Je %% V) M
K, IfiLiE LDH  CRP 42 i R b8 I 28 4 4
B, 45 25 20 205 15 20 B 3 0 AR A (W) 2 BE 1Y) 4 B
PR E BN, BRI 5 PR o] T I 2 0
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EUOUESE S 1, DD AT ] ) 5 AR 1 I R 12
Wr o AT 25 A 5 R R A5 W T A5 R AHAT 1%
WFFE TG H KL-6 7548 & 1 S 25 45 2 2090 4k % 1)
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FATAE () J0T P S % I AR I U 5 222 g e 1) I 2
0L, 7 B 5 3 AL AG A, K iR 2 3697 T

AR E LG Rl 42 43R 3 Fh ST (046 5
R[] Jo M il R UTP | R 4 5 M [B) 5 P4 il ¢ NSIP
KA GE R (BB PR 26 o AR 5E 40 m [ikds
i ) 23 5 ) oM il 4 B9 2SR G 56 . Wang S5
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EN RPN Rk € e T R AR Y I Y
FERFEABAE S — 2550 H7 o 95 A8 1Bl 43 2 v T 2%
135 KL-6 .LDH .CRP X DD /K V-8 T 1 %% .
T4, HAL T 16 sh 1A 3 ik 38 br K-

ARG s ¥, ¥ 428 KL-6 .LDH . CRP X DD %}
BN FIW A EEME ., Ak, BN E
O3 WK M5 b5 S T 45 46 L 2000 6 91 B
iii 28 5 25 1Y U5 AL . Wakamatsu 25 [ Jii 4 43
BT e P i 1) J5 R 3 Bt 1 9 ), & B 2 KIL-6 W
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A5 45 45 41 200 T 45 BB S — T
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HUR I i e 2 il 4H 4 CEACAMI ik i Je 1L 55
H¢*ﬁmgkk$£rhﬁﬁ*ﬂjékk

wEg' AT HAR!

[ ZE] BH S0 FRIVEAE A2 TR ZE 2T 1 (CEACAMI ) ik it J L5 i
FEOWAPERR R AR e . iR BEHR 2018 4E 04 H = 2020 4E 4 F T A B 47 HUDR I 45 15 2406 2 i 3% A6 1
118 191 £ 5 S W S8 0 G, AR 2 00 I s A e 45 SR 40 Ry FROBR R i 55 197 CFR R B 260 ) AR B2 2 PR AR ok
63 B CHUIR R KPR 4L ) , DI 2 CEACAMI 23k & |75 iR AR ic 4 [ 40/ 25 1 19 A BE(Cyfra2l-1) |
2 LB I %E 2 -3 (Cal-3) @ M BT (CEA) JE T 4 J8 & (1 EF-9 (MMP-9) | 14 4 ZE IR [ UK HE 2R A
Al (FOXAL) .94 % 32 {4 (ObR ) . 14 5f 41 i % i Jit (PCNA) ] Fil {2 2% 55 & [ BCLo 411 il Bl F 4 25 1
1 (BCORLI ) ,S100 #6545 & 2 H A4 (S100A4) 75 AT JP 4 254 8 H 1 (SATB1) . A Twist 156 & H
1(Twistl ) ] 323k, 743HF CEACAML 5 Cyfra21-1.Cal-3 .CEA .MMP-9 .FOXA1 ,ObR ,PCNA .BCORLLI ,
S100A4 SATBI Twist]l [UAHSEYE . Z5R  HURERE 4 CEACAMI 335 1 FH M R i 1 DR AR B e
M, 22 5 HA B2 X (P<0.05) 5 FUR IR 41 17 Cyfra21-1, Cal-3,CEA & MMP-9 /K - fl FOXAL .
ObR .PCNA .BCORLI1.S100A4 . SATBI1 . Twistl & 1 ik 5t = T HUR IR RYEM A, 2 7 B A 52 E L
(P<0.05) ; Spearman #H )¢ 4347 ik 7k CEACAMI1 234 # 5 Cyfra21-1.Cal-3,CEA .MMP-9 . FOXA1,ObR .
PCNA . BCORLI ., S100A4, SATB1 . Twistl & 1F A )& Pk (P<0.05) o Z5i8 IR IR 98 40 &1 2 00 4 41
CEACAMI 363k, H -5 i 3G MR St IR AR G .

[Esgim]  HeRAYE ANEr 28 A 80 S@ARPLIR BRI 3 15 Mg bRt i

Expression level of CEACAMI in fine needle aspiration tissue of thyroid cancer

and its correlation with tumor malignancy

XU Xianchang', ZHOU Ning**, CHEN Zhigang'

(1. Department of General Surgery, Jiangyou Hospital of Traditional Chinese Medicine, Mianyang, Sichuan,
China, 621700; 2. Department of Pathology, 404 Hospital, Mianyang, Sichuan, China, 621000)

[ABSTRACT] Objective To analyze the expression level of carcinoembryonic antigen related cell
adhesion molecule 1 (CEACAMI) in fine needle aspiration tissue of thyroid cancer and its correlation with
tumor malignancy. Methods A total of 118 patients who underwent fine needle aspiration biopsy of thyroid
nodules in the hospital from April 2018 to April 2020 were enrolled as the research objects. According to the
pathologic examination results after puncture, there were 55 cases of thyroid cancer (thyroid cancer group) and
63 cases of benign thyroid tumor (thyroid benign tumor group). The expression levels of CEACAMI1, serum
tumor markers [ cytokeratin 19 fragment (Cyfra21-1), galactose hemagglutinin-3 (Cal-3), carcinoembryonic
antigen (CEA) , matrix metalloproteinase -9 (MMP -9) ], proliferation genes [forkhead box protein Al
(FOXAL1), leptin receptor (ObR ), proliferating cell nuclear antigen (PCNA ) ] and invasion genes [ BCL6 co-

AeFB v FEHEEEE SR A (2019F015)
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2. v\ 4% FR v O v9 [ B2 R 2 A, v, 4% B 621000
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repressor protein 1 (BCORL1), S100 calcium binding protein A4 (S100A4) , specific AT sequence binding
protein 1 (SATB1) , human Twist related protein 1 (Twistl) ] were detected. The correlation between
CEACAMI and Cyfra21-1, Cal-3, CEA, MMP-9, FOXAl, ObR, PCNA, BCORLI1, S100A4, SATBI,
Twistl was analyzed. Results The expression level and positive rate of CEACAMI in the thyroid cancer
group were higher than those in the benign thyroid tumor group. The difference was statistically significant
(P<0.05). The levels of serum Cyfra2l-1, Cal-3, CEA and MMP-9, FOXAl, ObR, PCNA, BCORLI,
S100A4, SATBI and Twistl in the thyroid cancer group were higher than those in benign thyroid tumor group.
The difference was statistically significant (P<0.05). Spearman correlation analysis showed that expression
level of CEACAMI was positively correlated with Cyfra21-1, Cal-3, CEA, MMP-9, FOXA1, ObR, PCNA,
BCORLI1 S100A4, SATB1 and Twistl (P<0.05). Conclusion CEACAMI is highly expressed in fine needle

aspiration tissue of thyroid cancer, and is positively correlated with the degree of tumor malignancy.

[KEY WORDS] Thyroid cancer; Fine needle aspiration tissue; Carcinoembryonic antigen adhesion

molecule 1; Tumor malignancy

FRAR i 2 dc i UL A FRCR IR 1 g, e
5 AR R A L Il R SR TP ARIR A
IFIBTT , TR R AR RE R, BRI
JE R SRR 00% o (BATA T4 FUIR AR
B RERE & IR SO M S IR 322, 1X
590 2 0 PO 04 PR AR 2 DA G {HL H RS T HAR
i 2 0 G MR 2R A IR LA 1 R BB . AR
25 I BE A% M FI W SR BT . SR BT R B 1
(carcinoembryonic antigen related cell adhesion mole-
cule, CEACAM )24 a5 JEEAR £ 11, FE MR A28 A
Jerh HA EEAE Y . WFFEIESE, R s
CEACAMI JK- 1 i 08 o Dt — A0 Wt IR R
Fa e g2 20 CEACAM ik 5 & AR 1L
MR ARSI HUIR I 42U CEACAM ik
SRR B AR O . BB .

1 ABESHE

1.1 — BBk

PR 2018 4F 4 H % 2020 4F 4 ] TAB 471 HUAR
I 445 1 20 A 2 TR A B 118 1 B R BF ST R 4
YA BRAE : D35 28 B R MR 75 0E S A7 7E B R 45
LA B A 2R R AR AR, H 2 Bk A i 12
Sy FRCRR g R L 1 HEODR R i g 5 QAR - 30~75 %/ 5
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(6.92+1.22) mm; FAR MR B VE R 41 (n=063) : 5 34
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etk . AR AEARGACHEZ I SHE, By 5218
HEBENERE A,
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mRNA & & : RNA ¥ & =(0D260~320) x Fi £ i
$x0.04 pg/pl. 0OD230, 260, 280, 320 435 &
R IR R A ALY RN S IR )
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FOXA1, ObR, PCNA, BCORLI, S100A4, SATBI,
Twist]l KA : WS HUAE N beta-tubulin HLiA, i
U £ J A T B2 DU 440 i S P A R 4R
SR A PR R R T 24 4 Kb B B A4 R B 1Y)
PEE, SR 5 HAERR U HR 2R AR 5 5 O 2 i
1.3 Gtk

K H1 SPSS 20.0 4 4 #EL A, 1 5 %Ok LU
(x +5)Fmnm AT R IHECR B n( %) Fom 47
2 Ry, 4578 e [A) AH 4R Spearman AH 44T
DIRH G B r FoR WS GERHE] A SOG4 , P<0.05 DRy 22
SAHEGIEE L

2 H#HR

2.1 M4 CEACAMI ik & [

R IR 98 41 CEACAM AR FIBHMER & T
HUR IR R AR AL, 22 A Se it L (P<0.05) o
W1,

R1 WHCEACAMI RIXELE [n(%), (x+5) ]

Table 1 Comparison of CEACAMI expression between

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

fibs n mRNA&& FIEFEE
FRCER i 4 55 0.99+0.07 44.(80.00)
ORI R4 63 0.200.04 15(23.81)
iy H 76.443 24.877
PAY 0.000 0.000

2.2 PRI MR IC ) & i LR

FHOR IR 986 40 1ML 7 Cyfra21-1. Cal-3 . CEA K&
MMP-9 7KF- 24 5 F HUR IR R 41, 22 57 A 40
e X (P<0.05), WLF2,
2.3 WM LT R N R R IA LR

FRIR Jigt 975 2 %4 % 2 ) FOXA1 . ObR \PCNA &
HRA RS THARME RN, 25 A5t
Y (P<0.05), WF3,
2.4 PR H SRR Rk = TR

FHOBR B 9 41 1= 28 JE 1 BCORLI . S100A4.,
SATBI . Twistl £ 1355 T HUCR AR AR 4,
EZRAAGIAE L (P<0.05), WK A4,

x2 WANBMERIZHIEILE (x£5)
Table 2 Comparison of serum tumor markers between

2 groups (x+s)

e Cyfra2l-1  Cal-3 CEA MMP-9
(ng/mL) (ng/mL) (pg/L)  (ng/mL)
FUR IR 55 16.77+0.36 7.46+2.33 30.29+6.04 14.49+4.03
mg{g?’g%@ 63 5.57£0.20 4.8120.52 17.68+4.12 8.20+2.27
1l 212.320  8.785 13.387 10.613
PAH 0.000 0.000 0.000 0.000

F3 WAHAMBAZIEEEREAREELRE (vs)
Table 3 Comparison of protein expression levels of tumor

proliferation genes between 2 groups (x+s)

febr n  FOXA1 ObR PCNA
R 55173.21+20.14.149.75+16.28 194.71+25.08
FROHR M BL b4 63 98.74+15.22 99.05+12.46  100.0£18.37

X 20.300 19.125 23.594

P 0.000 0.000 0.000

2.5 CEACAM mRNA F£ikit 5 Cyfra21-1.Cal-3 .
CEA . MMP -9, 1IFOXA1, ObR . PCNA , BCORLI ,
S100A4 . SATB1  Twistl A5 Hr

Spearman A 43 #7 i /s , CEACAM mRNA 3£
ik i 5 Cyfra21-1,Cal-3,CEA ,MMP-9 ,FOXA1 .,
ObR ., PCNA , BCORL1, S100A4 . SATB1, Twist11
HEIEMEME(P<0.05), WS,

3 it

CEACAM J& 3 LR KGN 0t 2 — & T4
PEEREE 505, h 583 MR IEFRA AL, EE A T
B AN P B A R AT L bR L 200 i R e 4 i
LS5 e T AR IR, IR
e RIBHIFEUES , CEACAMI TE MR K K
JE v B EAER ™. CEACAMI 143 fify 41
JLZRK BT, 31 Fieoed 40 M B4 5 R T KAk, S 5 e
A5 R B A A A R, 00 o 2 40 X e 24
MR A, R E R (R 2 TR, S S G
7~ , CEACAMI TE 1 51 B4 h AR 3k, v VE
FIHZWi N+, ESMRIE 7, CEACAMI 7 EL

F4 PEAMBHAREERERREEBILR (x1)

Table 4 Comparison of protein expression levels of tumor invasion genes between 2 groups (x+s)

EiERay n BCORL1 S100A4 SATBI Twistl

HER IR L 2 55 164.37+15.39 187.68+20.01 191.60+22.17 183.21+17.65

FHCPR A LR s 2 2 63 96.83+11.27 98.16+17.03 95.86+18.24 99.02+14.33
HE 27.421 26.254 25.728 28.582
P{H 0.000 0.000 0.000 0.000
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#&5 CEACAM mRNA RiZ£X5 Cyfra21-1,Cal-3,CEA,
MMP-9,1FOXA1.0bR.PCNA.BCORL1.S100A4.
SATBI1 ., Twistl 18 X 1453 #

Table 5 Correlation analysis between CEACAM mRNA
expression and Cyfra21-1.Cal-3 .CEA .MMP-9 ,1FOXA1 .,
ObR \PCNA .BCORL1.S100A4 .SATB1 , Twistl

CEACAM mRNA ik

i
=L an H P
Cyfra2l-1 0.377 <0.001
Cal-3 0.365 <0.001
CEA 0.401 <0.001
MMP-9 0.369 <0.001
FOXA1 0.358 <0.001
ObR 0.366 <0.001
PCNA 0.381 <0.001
BCORLI1 0.388 <0.001
S100A4 0.390 <0.001
SATBI1 0.405 <0.001
Twistl 0.403 <0.001

I S o5 A2 rh AR VAL B | 3 A E R g
Pt BOR A M BRI PR AT, R i E e R R R
RIS A iR GE B , CEACAMI 7 HR
Jigs AR /N St e R AT — o R i e v
2 AUA B 3 AE IR R L AR B ST A AR R
CEACAMI =& iA ] RE5 HUR IV K A4 K.
Giovanella %5 "/ iz 38 B WK IR 988 B8 34 I 7
Cyfra21.1 /K V-5 g MR R A G . Cyfra21-1 20
Y1 M AR A 19 (Rl B B VR ST A B R R
P T A iR A i, 7 g v v 3R )Tz 5 Cal-3
JEEFURHR B RRAE 2 X AN A | A0 S A A
FEBOH EAE ) K e LR A (R AU ; CEA J2E R
PEVEER 1, B8 TR, R AN SRRk
AL A — E R AR AT RS i MMPO S
ok ik 24 &7 358 S R 5 G R IV R g Dt ) F2 BB
XF R R 2SN e BT AR RgE R
AR RIS HR IS Cyfra21-1.Cal-3 . CEA 7K P-4 AR
B R PR R B AR R R T X —
PUNSNERE S /AN RN T Y e R e e (IR B R AN
SEH o TR B A K A= R R R 1 Rk T B i
JEAERERE . 18 25T UESS , FOXAT ,ObR ,PCNA
IR N e SN i o R 7}
BCORLI1.S100A4 . SATB1  Twistl /& H B 5 £
[y HIR B 98 e 28 35 X, Horf BCORL , 1S100A4 7]
& i 2 L 2 28 RN % s SATB 1 R AiE i HHIR Al
R A sk s Twist] AT 38 NF-KB {5530 % S0 8
PEARZBAME A o ARG 45 S 7 FF PR A o 40 A 1Y

12 RVEE AL 10 1 o R R PR . ] L,
CEACAMI Xt H 112 Wi F 15 Ak Hh B 2
SR A E N S %

S 1 L T VN 1 R R = o S 2
CEACAM % F & ik, H 5 Cyfra21-1.Cal-3 .CEA |
MMP-9 , FOXA1 ., ObR , PCNA , BCORLI , SI00A4 ,
SATBI1 , Twist11 & IFAHICHE

5%k

(L] ZRUINE, gk, B, 55 RS 40 Ak ol I A 0 12 e 431k
B VR s T AR o g i A (B LT ). o [ 5d AR 2 A
2017, 26(5) : 567-572.

(2] T, ot sk, &5 RS AN RRE B & R 4y
AL FEOIR B B A 5T 0 J (7], LBt e 2%, 2018, 40(11) :
1064-1066, 1069.
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BRMS1 I Cx43 #7154k [ FG 5 )i e 8 2L 82 B2 A9 AR DG
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.’I,/a 3 e

i BSP.SOST K Ca’ /K - 5 4t F5 P 1 1% 135 B A
HE sl ekt e &

Sk BELE ¥ IH X% FM Iy IHF OEE*

(# ZE] BH WU MBS T (MHD) (B3 175 5 e R & 11 (BSP) B i {2 11 (SOST)
R Ca K T- 51 EFIKEAL I E R, Ak R 2018 4E 6 A & 2020 4F 3 A 7 % L Ak rho O A T
MHD &7 1 & 70 0], M 1] 3 4~ H LA b 5 SR FIE SR X 26 1 SR DAl 28 3 1 0 il A s Ak s o 3153
i 32 3 kA5 AL T4 (AACs) , I M4 AACs 404 MHD 3% 43 JC/3 4510 2H (AACs<4 43 ) Fil v 8 3
AL (AACS>4 53 ) 5 BT AT 5 932 A A A0 i 2T 28 1 L 1A 1 . = H il (TG) L RUIR [ B (TC) A% A
#HH (LDL-C) .= % B iR & (M (HDL-C ) ML 21 3 A g . Ca™ B B MR R 25 (H (BSP) i i fL 2
(SOST) K-, &R 70 45l MHD 35, Jo/i2 FE A5 4k 20 28 4] (40.00% ) , rh 35 B85 4k 20 42 1] (60.00% ) 5
T/ BE 45 A 4R o B B A AL AL AR WS B TS L Ca B \BSP.SOST FLA, 22 55 A G il 2% i L (P<0.05) 5
Pearson FH OGS HT i 7R , AACs 4R IE (BT . Ca™ B \BSP M2 SOST ¥ 2 I 2 IEAHC (P<0.05) ; Z R FE
Logistic [F] 443 BT 471 , 1% 7 #8 K (OR=1.204, 95%CI ; 1.086~1.336) , BSP 7K V- J} & (OR=1.445, 95%CI :
1.073~1.946) X SOST 7KF T} & (OR=2.252,95%CI : 1.353~3.749 ) 4 MHD .3 [t 3= 5 Jik P 3 15 45 4 i 1t
SEfER R (P<0.05) . 4518 MHD B E 2040 18 £l IkEs 1k, BT % K DL BSP . SOST 7K 714 il &
MHD 535 8 3= 8l bk H 8 BE AL A Il Sr fE R P

[EEiR]  dEFrhgaEDT ; 18 FahIkesAe; SRR e ; Sk

Relationship between serum BSP, SOST, Ca’* levels and abdominal aortic

calcification in patients undergoing maintenance hemodialysis

SI Jiangtao, CUI Wenjun, AN Qian, WANG Ying, WU Fei, LI Yang, WANG Guanghua, WANG
Mengyu, WANG Bing*

(Department of Vascular Surgery, the Fifth Affiliated Hospital of Zhengzhou University , Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To explore the relationship between serum bone sialoprotein (BSP) ,
sclerostin (SOST) , Ca’* levels and abdominal aortic calcification in patients undergoing maintenance
hemodialysis (MHD). Methods Seventy patients who underwent regular MHD in blood purification center in
the hospital from June 2018 to March 2020 were enrolled. The abdominal aortic calcification was evaluated by
abdominal lateral X-ray films. The abdominal aortic calcification scores (AACs) were calculated. According to
different AACs, MHD patients were divided into the non/mild calcification group (AACs not higher than 4
points) and the moderate-severe calcification group (AACs higher than 4 points). The dialysis time was over 3
months. Before dialysis, the levels of hemoglobin, albumin, triglyceride (TG), total cholesterol (TC), low-
density lipoprotein cholesterol (LDL-C), high-density lipoprotein cholesterol (HDL-C), glycated hemoglobin,
blood lipid, Ca**, phosphorus, BSP and SOST were measured and compared. Results Among the 70 patients
with MHD, 28 cases (40.00% ) were in the non/mild calcification group and 42 cases (60.00% ) were in the

moderate - severe calcification group. The differences in age, dialysis age, Ca®*, phosphorus, BSP and SOST

AR B TH A R A XT R B (2019T03014)
Ve 345 AN K 5 B B R a5 SMEE, 7, #14 450000
*@BAEEE &, E-mail : sjtao2007@163.com
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were statistically significant between the non/mild calcification group and the moderate - severe calcification

group (P<0.05). Pearson correlation analysis showed that AACs were significantly positively correlated with

age, dialysis age, calcium, phosphorus, BSP and SOST (P<0.05). Multivariate Logistic regression analysis
indicated that the age of dialysis (OR=1.204, 95%CI: 1.086~1.336) , increased level of BSP (OR=1.445,95%
CI: 1.073~1.946) and increased level of SOST (OR=2.252, 95% CI: 1.353~3.749) were independent risk
factors for moderate to severe abdominal aortic calcification in MHD patients (P<0.05). Conclusion MHD

patients are mostly accompanied with abdominal aortic calcification. Long dialysis age and increased levels of

BSP and SOST are independent risk factors for moderate and severe calcification in MHD patients.

[KEY WORDS]

Sclerostin

4t £7 4 1M WY 3 AT (maintenance hemodialysis,
MHD) & & K 1] 5 JIE %45 (end - stage renal disease,
ESRD) 817 f FZ AR IE S, N5 MHD iR
S ESRD fEE 2y 80% LA 1" FiATiRar %ok i
7N O LA I RRE J2 52 MHD £8 35 Fiil J5 %) i 22 [
., 25,5 MHD B#HIET R 50% L) 1= LATEDF
FEAH, M E5 102 530 MHD £ 350 M8 T R AE 1
FE A MR R & H (bone sialoprotein,
BSP) . fififk. % [ (sclerostin, SOST) %5 AH K 1 19
RMATRES S T AL ANLH ', A LA MHD
£ Rk nnr Je 5 MHD 8 5 1A 5 Ak ) OC &
A 5E A W . A5 E & 53 B MHD &8 IS
BSP . SOST ., Ca®* 45 4 b5 5 MHD & # i 3= 3 ik 45
CREN R, BETA T #5200 MHD £545 48
BAL AR DGR 2R, A Ry i DR T T B AR A0, B
HT

1 ARSI

1.1 IR ER

YEHL 2018 4F 6 H & 2020 4F 3 H 75 A b 1l 1 ¥
b rpL B AT 4 5 1R BT IR T 9 MHD B
70 . I AFRUE: DER 18 2 K L) F; @F7 MHD
I 3 H DL HEBRARE . OBEAA L WUAEE |
G 065995 50 2 5 @A A g s B H Bk 55 iR )
BRA S @i 14 H WA e ERG , Hoh ok
27 1), 5Pk 43 5] AE R 20~75 %, V-1 (56.52+7.84)
2B 5~70(47.20+10.71) H 5 & 1 B %% 19
], 18P B /IR 9% 26 ], 4 PRI B 13 441, At
12 ], ARWFIE LA RS B2 b 2 H it i, 523K
HE MR A
1.2 ik

WA D 3 A 4] MHD 8 3% — il R 7R ; FiFf
3 1910325 BT 1T, 0 3BT = 223 L DK AL 10 mL , A 0 1f

Maintenance hemodialysis; Abdominal aortic calcification; Bone sialoprotein;

LA HE A = BEH I (triacylglycerol, TG) | &
fIH [# B (total cholesterol, TC) K25 N8 & 1 (low
density lipoprotein, LDL-C) . & % & fig & H (high
density lipoprotein, HDL-C) ##f IfiL 21 25 (1 | MiLfg
Ca® W .BSP .SOST 7KF-. BSP.SOST /K46 il )
et K s 758 VR R 3 00, A 00 3500 0 0 B T
TR EYRHHARA A

MG 2017 238 4 BR B I TS 2 ZUHESY
U, R A X 48 7 R PE Ak B I 3 0l 45 45
ARG O, 2R 2 2 1 AR 53 07 1% H R ASE T3 S0 AR 1% Uil
X R A 1 2 AT TEME B 6 N Y I S B K R RE A
Jo BE R S HEAT BUE PR, TR B RS
1t F 43 (abdominal ticcalcification score, AACs) ,
AACs [X ] 0~24 43, WURI 37 B2 0 37 53 (4 2 (EAE
AL, S5 CHR T MHD B E RS E 90
IOk AL B2 43 oh To B A5 Ak 2 (AACs<4 41 ) Fil
T AL AT (AACS>4 47 ) .
1.3 Guitepabsg

{1 i SPSS 20.0 #AFHEAT G153, 1R BB
Ph(x£s)3Row, 0] LOBAT ¢ K 55 5 TH 209K
n (%) R AT K 5 AH A 70 #1 % H Pearson AH
KNI Z IR R I 2 I K Logistic [#]17
oM. P<0.05 AZERA G E X

2 #R

21 WA OB R S B R AT A5 R LR

JIr A7 70 51 MHD 835 v, Jo 85 56 B 45 {41 2t
28 1911 (40.00% ) , Th 5 BE 85 1L 2 42 61 (5 60.00% ) .
TC/ % 3 A5 Ak 2 RN Hh o R A A A R A B PR L 4T
G SN AN IS A AN R A ARG SN
TC.TG .HDL-C.LDL-C %, 22 % G it X
(P>0.05) ; PRLLAFE IS BT L Ca™ \# .BSP.SOST
A, 258 G248 L (P<0.05) , L% 1,
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Rl MEA-BAMRLRETRELERILE (vzs)
Table 1 Comparison of general information and laboratory

examination results between 2 groups (x +s)

T/ BRIEENES 7
I AR Ak FEALH (el o P{Y
(n=28) (n=42)
Lzl B () 18 25
2 (f5i]) 10 17 0.161 0688
TR (%) 53.21+7.96 58.73x7.62 2.917 0.005
HTHE(H) 36.98+9.45 54.17+12.13 6.323 0.000
2L (/L) 109.91+18.83 112.34£16.98 0.562 0.576
HHEH (/L) 37.05+5.10  35.87+4.74 0.990 0.326
R LR (f51]) 11 18 0.088 0.766
WM B (%) 5.28+1.04  551x1.13  0.861 0.392
TC(mmol/L) 3.79+0.84  3.85+0.80 0.301 0.764
TG (mmol/L) 1.5620.49  1.62+0.44  0.534 0.595
HDL-C(mmol/L) 1.52+0.55  1.43+0.47 0.733 0.466
LDL-C(mmol/L) 2.27+0.60  2.46+0.71 1.165 0.248
& Ca**(mmol/L) 2.06£0.24  2.20+0.27 2.220 0.030
TEHL#E (mmol/L ) 1.67+0.48  1.90+0.44 2.066 0.043
BSP(ng/mL) 16.81+4.62 23.97+3.76 7.118 0.000
SOST(ng/mL) 2.10+0.68  2.87+0.74  4.403 0.000

2.2 AACs Sl RFEr A AR CHE 5By

Pearson AH P43 1 i 7~ , AACs H4E % BT
% Ca* # \BSP & SOST %t i & 1IE A 56 (P<0.05) ,
Hiea&m A& A 2l & 1 . TC L TG .
HDL-C .LDL-C A .35 (P>0.05) . WL 2,

R2 AACs 5l RIEHREIME X M

Table 2 Correlation analysis between AACs and clinical

indicators
i H r {8 P1E
() 0.487 0.004
BT (H) 0.425 0.006
M (g-L) 0.127 0.301
H&EMA(g- L") -0.208 0.249
ML ML EH (%) 0.153 0.290
TC(mmol-L™) 0.096 0.435
TG (mmol-L™") 0.132 0.297
HDL-C(mmol-L™) -0.165 0.276
LDL-C(mmol-L™) 0.226 0.218
AL Ca*(mmol-L™) 0.359 0.037
FEHL#E (mmol - L) 0.376 0.030
BSP(ng-mL™) 0.502 0.003
SOST(ng-mL™) 0.464 0.004

2.3 ¢ MHD /& % £ 30 k45 ki 2 W &R
Logistic [P 553 #T1

PL MHD 835 02 & & JF 5 B T 32 30 Tk B 4k
YE R R A 5 (1= J E 4L, 0=To/82 BEAS A6 ) L 4%
1 h IR RS A A N R A 25 A Seit
R AR AR A AR E A Z &K Logistic [

ISR A3y, 45 R R B AT IR 4, BSP f2 SOST 7K
& MHD 85 8 3 3h bk b 8 5 5 1k ) ik 57 fE B
HZ (P<0.05), W33,

#®3 M MHD BE S E 3L AL E = Logistic
113 53 #7
Table 3 Logistic regression analysis of multiple factors

influencing abdominal aortic calcification in MHD patients

A BIE SEMH V;ffg/ OR(95%CI) P

B 0.186 0.053 12.316 1.204(1.086~1.336) 0.000
BSP  0.368 0.152 5.861 1.445(1.073~1.946) 0.016
SOST 0.812 0.260 9.754 2.252(1.353~3.749) 0.002

ESRD 5 & R 0y A vl 30 P 5 T e it 49 , 75 22
AT B R AR YT LR AR ar AL AE o HE R A,
ESRD AET- R JE 4 11 4, 76 3% [ 256 200~300 J1
ESRD &, H HRih 2w ai ™. Btk kG
¥ ESRD 19771k 2 BLALHE L IRGE M 5 155 M 2
A AE, o DL MHD J7 5ol 3m 0 I 4S8 1k
5= ESRD [ # & A0 48 =5 18 1) 1Y B 2 1 1 [
2 MOCHFSE R, ESRD BB 45 454k & A= %
ik 80~90% , H DIE F= sl k5 AL i . ACBi 58 v
45 B 5 1 25T 73.61% A5 1L 2R 45 R A
— 0, BAH] MHD 3538 30 £ A 1A 55k 3R

REAF 9 S , MHD B3 A 851k & 2k
5 ENT I B VMO . AR SR BN, AL
IEAHSGIR IR F G, ET IR & MHD B35 18 32 90 ik
o E RS AL R ST E I R 2 — 5 iR gE 4G
R—3, HH BRI, MHD B35 45 451k
B % A= ML B I 4 o ELAS T R R e, %R S
MHD J/97 H e B ACHE 7 B LT BE , ML EE 20T R
B A S A B A R 0 B A 37 T )R] E K T
Jilo BRUEZ AN, I8 TT BE 5 I B08 A ad R Hh AR IR
Bh J1 20 7R D R ads A %k i 4 S W L4 M (vascular
smooth muscle cell, VSMC) I 1= Fll 5 45 5 M 43 1k
FIPEUEVE A 562 4R X%T MHD (% | BEE 1%
BT 8, 7 A5 3] o400 o A5 5 Ak 1) e A

PIEZH A E5 40 2 i TR P Ca™ /K-
B, B RO R S A . Ee
HIAF 9T R B, 0555 Ak 55 - 45 Ak AH DL B A s L
il , J& VSMC A 1 T g f2 . AH G 73 B &
R ERIME BST /K5 AACs 5 B F EA, @
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i Z N & Logistic P12 78 ML 7E BST 7K V-3 fin 2
i 5 3 ik B A5 Ak kST fE R TR R

LA, B9 & BRI A S Ak S vh 22 Bl S R
A5 ESDET SR, REAEERNEYS
T PR 2 A A 2 S A T 5 e B A A
FE ) BB LT SOST K-FAHX 4 5. SOST J&
F B 248 53 D6 18— o0 0 U WE B 1, A 5 48
SOST n fig 38 1<t BHL#E WNT/B-5%5 5 115518 B4 3y
MHD & A5 85 f2 7, 5340 AR 5T A & B
DAAEBIF 5T 1 b ol | O A5 A 4 i A4S 8 Ak fa 1 TR
F 2 MHD 8 35 1 3= 20 ik v 51 55 45 Ak 9 7 f s
N2, B B R o B 25 WiRIT e
B KT AR AR TE R L

Zx LTk , MHD 85 Z £ A 1E E 3 ks ik,
# WA LA & BSP . SOST /K -4 i J& MHD # 3%
5 = 20 bk b E RS AL R ST FE R R R
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Predictive value of GSP, ACA and APCR in the short - term prognosis of

patients with fracture of tibial plateau

LI Dexin'*, LI Tao’, ZHANG Weitao'

(1. Department of Orthopaedics, Shanggiu Third People’s Hospital , Shangqiu, Henan, China, 476000 ;

2. Department of Orthopaedics, Luoyang Orthopaedic-Traumatological Hospital of Henan Province, Luoyang,
Henan, China, 471000)

[ABSTRACT] Objective To study the predictive value of glycosylated serum proteins (GSP) , anti
cardiolipin antibody (ACA) and activated protein C resistance (APCR) in the short-term prognosis of patients
with fracture of tibial plateau. Methods The clinical data of 57 patients with fracture of tibial plateau (fracture
group) admitted in the Department of Orthopedics, From January 2018 to January 2019 were analyzed and they
were divided into the effective group (n=37) and the ineffective group (n=20) according to prognosis. In
addition, 50 healthy people who underwent health examinations in this hospital during the same period were
selected as the control group. The differences in GSP, ACA, and APCR indexes between different populations
were compared. The ROC curve was used to analyze the predictive value of GSP, ACA, APCR and the

combined detection of the three indicators in the short-term prognosis of patients with fracture of tibial plateau.
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Logistic regression analysis was used to analyze the risk factors that affect the short-term prognosis of patients
with fracture of tibial plateau. Results The GSP level and positive rates of ACA and APCR in the fracture
group were higher than those in the control group, and the difference was statistically significant (P<0.05). The
GSP level and positive rates of ACA and APCR in the effective group were lower than those in the ineffective
group, and the difference was statistically significant (P<0.05). The ROC curve was used to analyze the
predictive value of GSP, ACA, APCR and the combined detection of the three indicators in the short-term
prognosis of patients with fracture of tibial plateau. The area under the curve of each indicator and three
combined was 0.732, 0.545, 0.740 and 0.836, respectively, and the combined detection has the best predictive
value. According to the analysis of unconditional multivariate logistic regression model, postoperative
complications of deep vein thrombosis, GSP: <122 or >236 wmol/L, positive ACA and positive APCR are
independent risk factors affecting the short-term prognosis of patients with fracture of tibial plateau (P<0.05).
Conclusion  Patients with fracture of tibial plateau have higher GSP level, and the expressions of ACA and
APCR are mainly positive; GSP, ACA and APCR are the risk factors that affect the short-term prognosis of
patients with fracture of tibial plateau. The combined detection of the three indicators can be used as an effective

means to predict the prognosis of patients with venous thrombosis.

[KEY WORDS]

resistance ; Fracture of tibial plateau
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Figure 1 Predictive value of GSP, ACA, APCR and

combined detection in patients with fracture of tibial plateau
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Table 5 Multi-factor analysis of recent prognosis of patients with tibial plateau fracture
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Expression of TRDMT -1 and CEACAM -1 in colorectal cancer and its

correlation with tumor biological characteristics
FENG Jing*, ZHAO Kai, ZHOU Xin
(Department of Gastroenterology, Jintan People’s Hospital Of Jiangsu University, Jintan, Jiangsu, 213200)

[ABSTRACT] Objective To analyze the expression of tRNA aspartic acid methyltransferasel
(TRDMT-1), carcinoembryonic antigen-related cell adhesion molecule-1 (CEACAM-1) in colorectal cancer
and its correlation with tumor biological characteristics. Method The clinical data of 62 patients with
colorectal cancer were selected. The normal intestinal mucosal tissues less than 5 cm from the tumor tissue of
patients in this group were selected as a reference. The differences in lymphatic micro-vessel density (LMVD)
of patients with different expressions of TRDMT-1 and CEACAM-1 were compared, and risk factors affecting
the prognosis of patients with colorectal cancer were analyzed. Results The positive expression rates of
TRDMT -1 and CEACAM - 1 in colorectal cancer were 61.29% and 64.52% , respectively. The positive
expression rates of TRDMT-1 and CEACAM-1 in normal tissues adjacent to cancer were 27.42% and 30.65% ,
respectively, which were significantly lower than those in colorectal cancer tissues, and the LMVD value in

colorectal cancer tissues was also significantly higher than that in normal cancer tissues (#=22.976, P<0.05).
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The expressions of TRDMT -1 and CEACAM -1 in colorectal cancer tissues were related to tumor serous
infiltration, TNM staging, liver metastasis, lymph node metastasis, and vascular invasion (P<0.05). The
expression of TRDMT-1 was closely related to the tumor diameter and the degree of histological differentiation
(P<0.05). The LMVD values of patients with positive expression of TRDMT-1 and CEACAM-1 in colorectal
cancer were significantly higher than those with negative expression of TRDMT-1 and CEACAM-1 (P<0.05).
Unconditional multivariate logistic regression analysis showed that the positive expressions of TRDMT-1 and
CEACAM-1 were the risk factors affecting the death prognosis of patients with colorectal cancer (P<0.05).
Conclusion The high expression of TRDMT-1 and CEACAM-1 and the increase of LMVD are closely
related to the biological behavior and progression of colorectal cancer. Clinically, patients can be evaluated and
monitored for prognosis based on the expression of TRDMT-1 and CEACAM-1.

[KEY WORDS] tRNA aspartic acid methyltransferase 1; Cancer embryo antigen-related cell adhesion

molecules] ; Colorectal cancer; Tumor biological characteristics
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RGBS R 4 21 <5 em (O IE W LU Bh I 4k
RSO 1) . PIARRHE : OARFTRIZEZ AT i
J7 s AR T B QIR R PR 2 @ TL H B
PR ; A A HAES R ; O A B & A
BS 5B, B2 &AM R A . HEBRbRUE

O LANEME ; Q5 AL ; QA O 1 L5555 M
HAh T AREE SAEH s @i AT
12 Fik
1.2 R

K S-P A b e o, 1 Se i TR A iR - 4
LY R fE g KA. SRIEHRYE S-P el ik Y e
% TRDMT-1.CEACAM-1 #E AT . fdi A
TRDMT1 -1 B 50 B BT A&, e bt A 5 o B Uk 45 Y
CEACAM-1 HUiA o A Ik 72 )™ A $e BEUE BH 17
—HrFIHEXT B PBS (B R ER 22 il ) i1 A0 o
1.2.2 LW E 4 % B (lymphatic microvessel densi-
ty , LMVD) £l

K CD34 oA 1 I e i i A5 240 Jf o, AR 4
Weidner 3£, 7 200 5658 T B4 ASFGE X, W4
o (011 PN B 240 A8 R B 14 P 1 At AR A .
IR, AR R LMVD fA .
1.2.3  Yefa gl GUp b

TRDMT-1,.CEACAM-1 FHPEFELE T 40 i 5
DIRR# O Mkl £ (LK) . PFabrifER
FH ASCO/CAP & A7 ()6 48w LA 1% Ay BH 4 A
ST T P 9 200 B B 2R, AR i sk b R S 4
55 150 ) VT g 0 JfL e e 5 B . S IR Allred P40 7
TINT g A4 A BH 1 5 RN e 58 B HEA T 0 S, 045
TCBH A 635 1 2y FHPE R I % <10% ,2 4 FH
PEFIE RN 10%~50% ,3 53 - FHIE R IR RN 50% ~
75% 457 BIPEFR A HST5% . JetasmEHE .04y,
Jofa s o RE A BRI A, 2 s BR R, 3 41
B IR 2T A . BN B S>4 55
1.3 WEFE R

W4 TRDMT-1,CEACAM-1 } LMVD 7 5%
B HEG 25 H i R A N S 45 H s
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SEEEN Z %R, /08T TRDMT-1 . CEACAM-1 A~
[F] 2 15 /K- 19 LMVD {8, R S5 % i35 17 WA bl
i, AT B TS AR 0 B s i HoFiUs A SE IR £

A B

T AN IER 5 U Y IR s B A EE HI 23Rk

Bl CEACAM-1 EEREEFHN FEMBAATNE
i& (ISH, %400)

Figure 1 The expression of CEACAM-1 in normal adjacent

tissues and colorectal cancer tissues (ISH,x400)

1.4 SGeit2Erik

K% FH SPSS 18.0 B E HEAT 8o 4007 L - s
FKH (R +s)Fw, I HCBER ¢ /056 5 1T B0 R
Pn(%) %7, R 7 B s R HAR 4 1 2 1 %
Logistic [81 159435 5025 1 1 986 2 3% U5 S8 T 19 16
PR %, L P<0.05 K0 S ST X

2 H#R

2.1 TRDMT-1.CEACAM-1 } LMVD 7E A [f] 4
gUh Rk

45 B W5 1 CEACAM-1 . TRDMT-1 [HPEFE ik
FETESEFHANEZESARITFE L (P<
0.05) ; 45 E A A 40 B LMVD {8 % 3 & T A
EHHL(P<0.05), W1,

&1 TRDMT-1.CEACAM-1 % LMVD ZEARRBARBHRIZE [n(%), (x+s) ]
Table 1 Expressions of TRMT1, CEACAM-1 and LMVD in different tissues [n(%), (xxs) ]

" . CEACAM-1 TRDMT-1 LMVD
B B R S
25 H 62 22(35.48) 40(64.52) 24(38.71) 38(61.29) 14.29+2.79
Ji 5 1E W 62 43(69.35) 19(30.65) 45(72.58) 17(27.42) 4.42+1.14
iyl 14.259 14.409 22.976
PiE 0.001 0.001 0.001

2.2 TRDMT-1.CEACAM-1 7545 B i th i 223k
5L A BRI 2 1Y 56 &R

25 H 9 41 21 h TRDMT-1.CEACAM-1 ik
Y 55 o 3K IR O TNM 20300 I A% bk 1R 2
R KR X (P<0.05) , CEACAM-1 % ik
S e A8 BE L, 25 51T
2 L (P>0.05) , 1fif TRDMT-1 %% 3k 5 g B A% .
A2 LR O R % V) (P<0.05) . TRDMT-1
CEACAM-1 764 3 21 P56 F (R L 25 56 5%
Jik A5 13 1 5. TNM 43 359 B 1) 21 28 v B 2 3k SR 4
F(P<0.05). W# 2.

2.3 TRDMT-1.CEACAM-1 7545 1 i vh i 2654
HLMVD X%

TRDMT-1.CEACAM-1 [H 1 335% LMVD {4
)5 2% % T TRDMT-1,CEACAM-1 BiPE R ik &
(P<0.05), WL% 3,

2.4 UL B R E TS SR T SRS 2R 4 i

A JG X HEE AT AR T , 62 9] f8 & v, SET
134911(20.97%) , " 47 49 5 (79.03%) , Z5F IR, K
R oA RRE (TNM 430 R L 455582 . LMVD
i .TRDMT-1 } CEACAM-1 J&- 5 Wi 45 B W i He

PUSSET-HIfER A 2 (P<0.05) . HL2 4,
3 it

P 1 R AH 8 Bon |, H A NG5 B iR s
UG 5 AF AR B E T 60 5 LU BAR45 H
B P, B2 W E A5 5 9 I PR YT AL
(RS IR PTE (CEA) 2R (CA)-75 45
IR A R 2 i DR T DA DU 46 W e )
FEbR , AE A I 25 58 8 ok A N R, iS4k —
TR AR R S O v A 4 B 2 W vk
BT HErRiE TAERE S

Ji 9 DNA S 56 Ak 2 i 7 2 Je 1) 98 R 35
WL 2 — , TRDMT-1 A] i 5 4 1k DNA 23 1 itg
W WE 5 5 Bl T 25 A T3 A A A DR AR 3k Ak
DNA"", TRDMT-1 ik 5% 7] T2 DNA 55 H
Btk Huik B &4 kS DNA H LR
iy 25 UIAH 5G| AR ofd 22 52 v 3Rk, AT S 30 i
BN E A s B RO P 7107 R R 3 1 O 8= 37
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&2 TRDMT-1.CEACAM-1 EHEEMEPHRIEZSHIERFEERRHXR [2(%) ]
Table 2  Correlation between the expression of TRMT1 and CEACAM-1 in colorectal cancer and its clinicopathological factors

[n(%)]

pL IS n  TRDMT-1[HM:(n=38) x*fi  P{H CEACAM-1[HT:(n=40) ,fH P&
B 40—‘/1

Jibis LA =5cm 35 30(78.95) 13952 0.001 23(57.50) 0.050 0.822

<5 cm 27 8(21.05) 17(42.50)

IR H 43 30(78.95) 32(80.00)
fad 19 3(21.05) 4250 0.039 4(20.00) 6.010 0.014

TNM 434 [+ 17 7(18.42) 7(17.50)
Mm+1v 45 31(81.58) 3:991 0016 33(82.50) 5213 0.018

LAV REE  Erik 15 10(26.32) 9(22.50)
o3k 28 12(31.58) 8.400  0.015 18(45.00) 0.261 0.878

o1k 19 16(42.11) 13(32.50)

R " 18 15(39.47) 16(40.00)
o 44 23(60.53) o194 0023 24.(60.00) 0.581 - 0.010

WL H 35 27(71.05) 28(70.00)
Jc 27 11(28.95) 8.513 - 0.004 12(30.00) Al7 - 0.001

JiiCEs 3| A 22 18(47.37) 18(45.00)
o 40 20(52.63) 0057 0.014 22(55.00) 1459 0.035

%3 TRDMT-1.CEACAM-1 EZEEREHHRIEZS
LMVD X & (x+s)
Table 3 Relationship between the expression of TRMT -1
and CEACAM-1 and LMVD in colorectal cancer (x+s)

i H LMVD {H HH Py

CEACAM-1 I 4 9.91+2.14
13.44 001
BH M 17.36+2.06 3440000
TRDMT-1 94 9.81£2.79 10322 0.001

BH: 16.80+2.47

J& o {H BT ¢ TRDMT-1 7 45 1 % 98 (1 0F 5%
I R R

CEACAM-1 J&— P 5 Jbs £ 1, A2 T R i )i
C V&R T AR P ] 1 R B P ]
B RN NI 7 1 R N R A A 0 R £
JETE Okegawa T 55 'BIF 5% A IR 1 AN ¥75 1 Jo i
BT I S A T AN D g vh g & IR o 38 i A ) 5
Y175 2 AT Az RS [ A 7 2 2 RO P B ) 4 J ]

x4 HMEEHERERRECHERERSN

Table 4 Analysis of risk factors affecting prognosis and death of colorectal cancer patients

skt LR R M EASESn

- OR i 95%CI PH OR i 95%CI Pl
Jbgsd F1 4% =5 em (S B4 . <5 cm) 1.103 0.867~1.404 0.835 - - -
IR A (SR TG 1.709 1.093~2.672 0.004 1.848 1.038~3.288 0.014
Ml AL AR B AR (SR ) 1.881 1.003~3.530 0.012 1.480 1.138~1.924 0.023
TNM 43030 M+1V (S R4l 1+10) 1.793 1.034~3.110 0.009 1.560 1.052~2.314 0.006
WML A (SR 0) 1.619 1.024~2.562 0.026 1.589 1.047~2.412 0.007
TRDMT-1 BH: (S 0841 . FME) 1.690 1.105~2.587 0.015 1.828 1.050~3.183 0.019
CEACAM-1 fHP: (S M8 . BE) 1.744 1.039~2.925 0.008 1.802 1.074~3.024 0.025
LMVD {H T} (S 084 FRAIR) 1.728 1.030~2.899 0.016 1.831 1.043~3.214 0.003

434 CEACAM-1-L #1 CEACAMI-S Wi~ r2H ",
H#E LRI S 5 H I 5 S AR
KT 5 & A ENERE N &R
SERBR, P RO AR AR . BEE IR RBESE AR
Wi A, % Bl CEACAM-1 1655 T & 2Rl A
R R D e KR NS T o 3 PG e LU i
Arabzadeh A" ZEF5E & B, CEACAM-1 55 T fif
JeA T A8 1) S oM AR G AR L DA AT R R
A A AIBRAE D, AT R IR 0 a7 B A

AHBFFE 2 B TRDMT-1.,CEACAM-1 /5 % ik
AT R R S e R S IR AR R T IR
BE S EUM R R 2B R g PRk e B RS . b
&k, TRDMT-1 7E45 B h 3R 5 LMVD B4
—E KR, W i BT TRDMT-1 P 645 Sl A5 3%
0 5] AT I A= 0 A i, LD o8 25 R AR R 3
HE T SE 22 o e A R . 5 e [RIEE, TRDMT-1
CEACAM-1 fH P Ze ikl 5 , LMVD {E th i 5, i
96 NS AL A A P, A A B AR K AR A T B
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CRSwWNP H.4 YKL-40 . TLR4 3t R &% N W& 5 1 i 4
oK -5 52 K ey AH G P

FAL KE ELE

[ ZE] B8y ofrieths-Ss 8 Emn B (CRSWNP) B JL T il 3 KE4E 14 1 (YKL-40) \ Toll
FEASZAK A(TLR4) FE R 2R3k B TF1E 4 B 4l w« FE4E 150 T (NF-kB ) K7 KRS IR M b 411 (EOS ) /K- 5
YIRS KRR G, FiE A9A 2016 4E 5 J1 5 2019 4E 1 H AR B UIA 19 159 1] CRS & ok} Hi 2 ik
BB ASNER R (n=84) ATEE R (n=75) , BEBUFE A GG 9 71 651 B2l S5 8 v B i il 25
AR R AT B, R B R AR IR YT R R B E R R R (n=45) AR KU (n=39) , FZRT5E
652 i PCR 3 (Q-PCR) Kl £k J8 PRI 21 Rk 18, PR 21 kot BR 41 YKL-40 . TLR4 .NF-xB R % 35 2 EOS 7K
-5 2R 127G Logistic /- HT#2 M CRSWNP BB E E R WA R, 4R E W4l YKL-40 . TLR4 .NF-«B
1Y) mRNA 7K AN I % 2120 EOS Ho 914 A A S8, T 4 RN IR 2H 155 , 22 53 U B2 78 L (P<0.05) ;84 1]
PR RLRHE S R R H I 45 G5 K, RN 53.57% ; 5 R AR R ATEARERE 51 50 JH i
IR ES I L 6 1 0 B B FE VA Fe AL, 22 RS L (P>0.05) 5 1T & 2 414 F s Ho (o] | MR
f3VF4) \YKL-40 . TLR4 .NF-B [) mRNA /K- K AN i A2 EOS Fb il #5412 % 4H i , 21 20 ik 2 40 g L 43
RSV A0 B R AR, 25 5 A 88 3 L (P<0.05) 5 185 YKL-40 . TLR4 \NF-«B ) mRNA ik &
ZH 2 EOS 34 £ J&: 5% i CRSWNP B35 & & M40 57 fa s I K (P<0.05) . 4538 YKL-40 . TLR4 .NF-xB X 21
41 EOS [ {7 7 CRSWNP H 5L 5 2 ik, il /E 0 52 i CRSwWNP TS & & A9 2l <7 5 B IR 2%, % lfe A T 1)
CRSwNP [ #1E & BA HEE L,

[XgiR] 1eHa-RERMAEEEN; YKL-40; TLR4; EOS

Correlation between YKL-40, LR4 gene expression, eosinophi level and relapse

in patients with chronic sinusitis with nasal polyps

DONG Chunhua*, ZHANG Ying, YUE Guanghao

(Department of Otolaryngology Head and Neck Surgery, Affiliated Hospital of Qinghai University, Xining,
Qinghai, China, 810001)

[ABSTRACT] Objective To analyze the correlation between the gene expression of Chitinase-3-like
protein 1 (YKL-40) and Toll-like receptor 4 (TLR4) , the levels of nuclear factor kappa B and Eosinophi
(EOS) and disease relapse in patients with chronic rhinosinusitis with nasal polyps (CRSwNP). Methods
The clinical data of 159 CRS patients admitted to our hospital from May 2016 to January 2019 were included.
They were divided into the polyps group (n=84) and the non-polyps group (n=75) according to whether they
were accompanied by polyps. And 71 patients with pure traumatic nasal deviation who were admitted to our
hospital at the same time were selected as the control group. At the same time, patients in polyps group were
divided into the relapse group (n=45) and the non-relapse group (n=39) according to whether they relapsed
after treatment. Real-time fluorescent quantitation polymerase chain reaction (RT-qPCR) was used to detect
the YKL-40, TLR4 and NF-«B gene expression and EOS level of patients in the polyps group, the non-polyps

group and the control group. The multivariate Logistic model was used to analyze the risk factors affecting the
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relapse of patients with CRSwWNP. Results The YKL-40, TLR4, mRNA level of NF-«B and the percentage
of EOS in peripheral blood and tissues in the polyps group were higher than those in the non-polyps group and
the control group. The difference was statistically significant (P<0.05). As of the follow-up date, 84 patients
in the polyp group had 45 recurrences, and the recurrence rate was 53.57% There was no significant difference
in age, gender, ratio of lymphocyte in peripheral blood, running nose score and nasal congestion score
between the relapse group and the non-relapse group. However, the proportion of asthma, dysosmia score,
YKL-40, TLR4, mRNA level of NF-kB, and the percentage of EOS in peripheral blood and tissues in the
relapse group were higher than those in the non-relapse group, and the proportion of lymphocytes in tissue and
plasma cells in tissue were lower than those in the relapse group, and the difference was statistically significant
(P<0.05). High expression levels of YKL-40, TLR4, and mRNA of NF-xB, and increased EOS in tissue are
The YKL-40,
TLR4, NF-«kB and EOS rate in tissue are highly expressed in patients with CRSwNP, which can used as

independent risk factors that affect the relapse of CRSWNP patients (P<0.05). Conclusion

independent risk factors affecting the prognosis relapse of CRSwNP, and is of great significance for clinical

prediction of the disease progression of CRSwNP patients.

[KEY WORDS]

18Pk & - B 5% & (chonic sinusitis, CRS ) & & 4
TEE-BFEWErEE 12 F L e R N, A
B R o T FE Dy S FE R M R
P AR Ay S I T MG O B R R I AP AE
RN e N WU RE S TE NN ECE R S/ /¥
B KRS BLUE R, CRS 2 B A
(chonic sinusitis with nasalpolyp, CRSWNP) /& CRS
MYEH 2 — Y A BRSSO R
RE S S 3k DR s A% 25 1 R 20T R A I B AR AL
M FiZIEA —E & AV, N2 5005 & &
FEAR AT IER TG RIG YT A 2 L . CRSwWNP
1Y 2 21 27 25 AU 5= BUA BE R 4 6 41 Y (eosinophi,
EOS) %I J24E EOS %1, EOS J& & B A ) 5 2 50 )
T, A2 5 RER R AR, LT R 3 HEEE 1
(chitinase-3-like protein 1, YKL-40) /& AJEZH 4 i
Z WS A, R R RIER B 2 — 7
R PI I  As H R G SR EEVE . Toll BE 214 4
(toll-like receptor 4, TLR4) /E Ky 1 AU 5 B 25 1
ZAR, IS S i A B A « AR RE R T
(nuclear factor kappa B, NF-kB )55 51 #3005 , 1
M o 2R RN . A58 5 CRS 1 5 B A AR
# YKL-40 . TLR4 & EOS 728 fb 55 Tl J5 & & iAH
ST, BT HAE CRSWNP (B & AR AR
=9

1 ABSHE

1.1 — ek
PEHL 2016 4F 5 F & 2019 4F 1 H 4< Bz 34 1)

Chonic sinusitis with nasal polyp; YKL-40; TLR4; EOS

159 5] CRS & GERL 2 B E W R R
(n=84) . AEE WA (n=75), 9 A\ br i . 213 12
2 1 B 5 R IZ BT FTR T 38 R (2018) ) i2 Wik
HES 5 I RO R 8 s HEBR PR M : AZHAT 1 H 4
ZWE R BT R I PR SR IT A AT
JoE ORE FR G | A R R R A v IR B
PRI O | e LR S5 FE Al s 2 o BEE[R) HH AR
BEMSIE 19 71 51 B g S0 1 S v o O 5 25 4 A Xt
HRZH 3 PRI A0 AR EE W s 25— ROk} L
B, ERTEIT#E L (P>0.05), 3& 1,

Tl 3HE—MWEBLLEK (x+s5)

Table 1 Comparison of general data of the 3 groups (x+s)

P51 BMI
251 it W AR
b gy TR () AR

fEEZH 84 4539 46.13+5.33 21.79+1.35 46
AEERA 75 42/33  45.79+5.48 21.85£1.27 43
XTHRZH 71 40/31  46.21+5.31 21.66+1.29 41
Fly{l 0.147 0.13 0.40 0.169

P1{E 0.929 0.880 0.669 0.919
1.2 ik
1.21 Rk

WA S T A BF 5 6 G I AR e Bt 5 9 B, 12 ST
A B & YKL-40, TLR4, NF - kB, EOS /K % &
CRSwNP & 1ii 5 & & & I , R FH £ JC Logistic 1
B s &2 & G R 2 .
1.2.2  YKL-40 .TLR4 2 EOS /KA J5 %

KA TG ST G2 B SR AR 1 FH A R R K
T/ V6 2 10 e AR A 7E 10% Y 8 v 9 b O & T -80°C
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fH 46 , 4% =1 . YKL-40 . TLR4 NF-«B il ;
3 41 B WUbR AR 48 A R K Wk J5 R A7 =70 C UK AR
AR o A T v SR G YR e s S o
J6 2 & PCR: BUH VR A7 1 20 21, 2R F TRIZOL i
RNA #2 Bk 57 & ( 32 [# Invitorgen 28 A ) $2 B &L
RNA, #3957 531050 & (DU VD e AR R A
PR D) H4 5 RNA ¥ 5% 5%, 15 8] cDNA, L ¢cDNA
REH FH PCR U5 & (49 TR CR %) A IRA )
PRI . 51805 i AR T AR TR () i A
RN RIS A, Hod, YKL-40 51975 E3if . 5'-
TGAG - GCATCGCAATGTAAG - 3", Fiif : 5 -
AAGGGGAAG-TAGGATAGGGG-3'; TLR4 5| W%
| |3 :5'-TGTC- CTCCCACTCCAGGTAAGT-3',
T .5 -GATTGCT-CAGACCTGGCAGTT-3' ; NF-
kB ¥ ¥ I ¥i7 : 5 - TCCAGAAGTATTTCAACCA-
CAG-3', Fi#:5'-GCCT- TCACATACATAACGGA-
3'c PCR W 45 - i 22 1 38 MG 3, 4 il &
90T 60 s;92C 30 s;56C 30 s; 74C 30 s, 4
Podn ¥ 3 A AT RN E AL, S AL CofE it
1545581 AME I EOS >k A A ZH B ifin & A A I

1.2.3 BV MIRIT

PR fE S B R B E BTN T RFEARIBIT,
B S5 I R B 7 (FL o B 5 B 1% i B 05 ) | B
Vil AR 2020 4F- 4 H o i 17 27 B E R R 2%
fift, AT TIREIRYY o A RARMED B IE TR .
WEL 5 B i S R 4 5 SR L AUl 6 (VAS)
T 1053 .0~3 MR A~T /P E 8~10 /7 FE 14
1.3 Stk

K1 SPSS 18.0 A #EATSE 114307 , 1 Bk
K (x£s) R, AL ek 50, Z41EH F &
B s IH RO R H n (%) Fon R 2R3 5 52
CRSwNP (£ # & & (116 5 K 2 Ad H Logistic 18114
38T, LA P<0.05 22 55 HAA Bt 2 o

2 HFR

2.1 34 YKL-40 .TLR4 .NF-«kB 33k 1F 00 A0 1L
K AL EOS H ) e #5

P ELIN 2 YKL-40 . TLR4 . NF - kB 1) mRNA 7K
S AN I K 2140 BEOS H 555 A £ 8 TA) 4 X TR
i, 25 BASI R L (P<0.05) . L3k 2,

%2 34 YKL40,TLR4 . NF-xB mRNA 7K E R AL EOS LLBIELEE (x+s)
Table 2 Comparison of YKL-40, TLR4, NF-xkB mRNA levels and tissue EOS proportion in the 3 groups (x+s)

- .
215 n YKL-40 mRNA TLR4 mRNA NF-xB mRNA 4121 EOS L f %Em EOS.}JF%(
(%) (L',%10")
B A 84 0.97+0.31 0.93+0.15 0.89+0.13 4.97+1.57 0.31+0.12
AR B R 75 0.71+0.25 0.67+0.13 0.65+0.11 3.21+1.56 0.14+0.05
X el 71 0.49+0.13 0.43+0.12 0.31+0.05 2.19+1.03 0.07+0.01
F1a 73.67 265.94 595.57 76.50 196.26
Pl <0.001 <0.001 <0.001 <0.001 <0.001

2.2 CRSwNP EEE KIEN

84 151 1 2, PR A1 B A5 8 2 Bl U AT AL A 45 6]
K BRFN 53.51%; H 28 Ko NE R (n=45)
KMARE K (n=39) .
2.3 M CRSWNP 35 & & 1 5. - Hr

52k HRNAR S R A AEARE S 5 A Ik
YR LU A5 R VT 53 B S FET 4 L 25 R R S i
2ERE L (P>0.05) , 1M1 5 & 20 A 5 02 W HE A5 L ML e
83FE4)y . YKL-40 . TLR4 .NF-«B i mRNA 7K F- }% 4
Jal i ZHZL EOS el Ak 52 e 4 iy , 2 2L L2 4 i
L5 S 2 238 i 3 i R LA, 22 57 AT G it 2
=X (P<0.05), W3,
2.4 W CRSWNP & & LM Z R ZE i

% YKL-40 . TLR4 ,NF-«xB ) mRNA 3 ik & N

441 EOS 1 £ 2521 CRSWNP 35 & i phr 16
2 (P<0.05), W34,

3 it

CRSwNP F8 5 1 I AR R 7T Bl 55 5L AR R Y
RGN , HL I A SR W ok B R
SRR, T 0T P 2R 4 i B — S RE ), 1 AR
JF AR AIR . CRSWNP 9 & R HL il &2 2%, H
H LA AE A0 P AR IS BT I B A8 A5 e o =
i YKL-40 J&—Fp /W B 8 11, J& F 18 M At
K iR T AR IR L 30 A R RIF 5 3% BH EG R R 310 400 i 4 3k
Jo HP )85 B SR , - AT 7R SRE SR ) 4N i 3 5 L 43
b S 1 AU BB A Bt R R R R AR, H
VREEHESE B, ML YKL-40 54 X 35 P il 48
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R3 EIMCRSWNP BEEXWBEREEZES (x=s)

Table 3  Single factor analysis of the influence on the recurrence of CRSWNP patients (x+s)

25 2R (n=45) = KA (n=39) i P1H
22 %;7_ ;g }i 0.003 0.959
AR (%) 47.33+5.11 47.51£5.27 0.159 0.874
A1 Ik O 20 A A5 (% ) 35.86+5.31 34.89+5.36 0.831 0.408
BLSETES (43) 7.45+1.05 7.37+1.13 0.336 0.738
W PES (43) 5.80+2.13 5.21+2.01 1.498 0.138
B H-EE g (n) 13 3 6.088 0.014
BT B S B4 (49 4.95£1.03 1.24+0.86 17.757 0.001
YKL-40 mRNA 1.130.51 0.85+0.43 2.697 0.009
TLR4 mRNA 1.19+0.23 0.91+0.15 6.496 0.001
NF-kB mRNA 1.31£0.65 0.89+0.51 3.258 0.002
HZ1EOS L (%) 5.23+1.57 4.55+1.39 2.087 0.040
AME I BOS T1HE(L™, x10°) 0.55+0.13 0.29+0.11 9.810 0.001

R4 HIMCRSWNP BEELXHNESEEN

Table 4 Multivariate analysis of the influence of recurrence in crswnp patients

AR i EIEES FrifEiR WALD/# OR 95%CI P

B I H AR 0.931 0.615 1.339 2.537 0.760~8.469 1.307

1o WEL b e B T ) 1.137 0.953 2.546 3.117 0.484~20.184 1.751

5 YKL-40MRNA 7K F 1.697 0.513 4.156 5.458 1.997~14.917 0.001
5 TLRAMRNA 7K °F- 1.791 0.413 4.798 5.995 2.669~13.470 0.001
1% NE-k BMRNA 7K - 1.635 0.535 4.681 5.129 1.798~14.638 0.001
A JE 1L EOS 14 £ 1.371 0.941 2.591 3.939 0.623~24.912 1.395
HEEOS % 1.659 0.219 5.311 5.254 3.420~8.071 0.001

MR o LAY, M VEHR S T 5T 2 B S E idi
REBH RN YKL-40 /K 2 E T+, #2278 YKL-40
BRI A BV R

NF-«kB {Eh —FiZ% % R+, 7l 2 5 RAE I
INE TP geE A RN A AR T, R ALK S R G A
B4 . TLRA ARy — 5 B 28 1, H A 4
K 0 5% B R Y 5] 435 A8 el %) &4 A T AR T g
HEEZ " 4K YKL-40 , TLR4 .NF-«B 1£
CRSWNP Z ik HLii v i 45 FH 32 315G T, A 58 45
WRAESE YKL-40 , TLR4 . NF-xB 1) mRNA 7K -7 4k,
TR CRSWNP A& A= Lk JEFRJE

EOS Wit T & A Ktk =Y , g m
e eI e s = IS T T < K A S e I B )
TH i) S5 A T DD RE Y SR, S B B I G R
LA BEAk , EOS 1 b5 W R 40 i BH B8 ¥ 2
(ST SN O ) 187 72 i = R N A~
R W] CRSWNP S8 5 SRl B AR =1 7™

FHIEHFFE4E HY CRSWNP 3% 5 & R 1] 35 50%
~70%"", L2 FARIGIT R R FARRE &, A
WA R EAR S REAE R B AR L. 2 — 20 7
S0 CRSWNP SB35 & R ARG 2=, S 467l
1L W AE 22 5] CRSWNP &5 I IR 7k, & B YKL 76

CRSwNP S5z gl 1 b s ik, H 5 TLR4 211
X R ZHERRAELEAEM, M2,
CRSwNP B H i 15 1 & Fe o T AR AIF 5 30 2K AH ¢
AS AN A Logistic 1) 4B 45 R Ul B &5 YKL-40
TLR4 .NF-«B [{] mRNA 335 & K 4141 EOS 4 £ 1]
YEM I CRSWNP T J5 & & B AH CHE AR o

g5 LTk A5 $E /R YKL-40 , TLR4 . NF-xB
K4 40 BOS Ml 7E CRSWNP H 5 i ik, a /E Wy
2 CRSWNP T Ji5 &2 & ()4l 57 fa I8 PRV 25, il R
T CRSWNP fE 1 & A EEE X,

S 3k

(1] sk, /Nl (s, 45 . ) M X 579 (il L3 BopE
B R BE WA GRS MIG IR AT [T]. 2 2 W 53697 4%
&, 2015, 27(3) :171-175.

(2] RS, BEK. AN EEHEY &R S SNEE T RE
THPEW) & ARG 718V TH 98 5 s8R X b [T ], il 42 s
2%k, 2015, 26(8):72-74.

(3] ke, UFEL, JTIR, . WA S BT RGN HEA ALK
AR PRI T, IR PRIRIZ G, 2015, 30(3):101-104.

(4]  BAFE, 2205, TU 45, (a5 BNt IX L g
PR [T]. e BRI Z%E, 2019, 18(1):90-94.

[5] AR SN Sk SO R AR g 22 6 2 AL, TR
SHBRMGEL TNy S b (T 4% 1569 W)
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. a
.’I,/a 3 e

A5 MELL PR g AN CD3 CD16'CD56'NK
ALK T-AS AR I AR 2 S

MPie  ET M ER BiFMm FEw Indg kE OEEME ERM*

(# Z] BH HEREMLAIERE(SLE) &35 40 I CD3"CD16'CD56'NK 4 it 7K 745 fb J H
IR o Fik  BEHE 2017 4F 3 H & 2019 4 6 H A B KR T 2 B 2 B I RHIIA 19 145 4] SLE B 3% K&
100 15 2 14 1 et S (A A 2 A R S8 0 42, I 5 9 4 A2 3035 21 ] I CD3°CD16'CD56'NK 4 il 7K - e 4
SLE H & Il 45 ¥ , #2398 SLE %2 9% 1% 3 1 45 %0 (SLEDAD) 373 65 58 #5436 sh 2 ARG sh 4, L4
CD3 CD16'CD56'NK 4 g 7K - 24 5 343 # SLE % CD3 °CD16°CD56"NK 4 Jitd /K 3 5 1ifii & 2 54 (1) 4 56
P, R XA ZIA#H CD3 CD16'CD56'NK 4T i4k ./ /0 tb 4 T SLE 41, thik 22 ¥ HA Goit2e
B X (P<0.05), Whhd B C3.C4#MEKFE & CD3 CD16'CD56"'NK 2l 1%k . 1 7 L ¥R T A% sh4e
25 A G2 L (P<0.05) , SLEDAI 43 .C K & 11 (CRP) il UL (ESR) . #t dsDNA #i44 Ht Clq Hit
K- TR IS sha , 22 5 BA Gt L (P<0.05) . Pearson #7077 , CD3CD16°CD56*NK 4 il
JKF- 5 SLEDAI, CRP 7K V- £ 7 4H 5 (P<0.05) , 55 C3 . C4 #MA& /K -5 1F AH 56 (P<0.05) 5 Logistic 2 N2/
7R, C3 #MA ESR .t dsDNA #i & .CD3 CD16"CD56'NK 4 i %0 52 1 43 Lt 5 SLE 3% 3l B it 57 AH 56 (P<
0.05) 5 ROC [M£E/R,CD3°CD16'CD56'NK 41 g 141} CD3"CD16"CD56'NK 41 it i 43 L ¥4 SLE i z) B
AR 1w A3 9008 0.752.0.794 , U3 5 (H M 144.08 AN/ WL 11.44%0 , 298488 k. 4i SLE B
FE£7E CD3 CD16'CD56"'NK 4fi ffd 7K “F- i [ A% , H LK 5 SLE £ 351 3l 5 %% U)AH G | da il oK S5 7]
SLE B & RE AR — 2 5% .

[X8iE] REWABIRIE; ARRGAMN ; R BRI 846841

Clinical significance of changes in peripheral blood CD3 CD16" CD56" NK cells

in patients with systemic lupus erythematosus

ZHONG Hua, WANG Zhaohui, LIN Zhigiang, DAI Xuyang, BO Deying, WANG Yanan, ZHANG Lei,
ZHAI Zhijia, JIAO Luyang*

(Department of Clinical Laboratory, the First Affiliated Hospital Of Xinxiang Medical University, WeiHui,
HeNan, China, 453100)

[ABSTRACT] Objective To explore the changes of peripheral blood CD3 CD16* CD56" NK cells in
patients with systemic lupus erythematosus (SLE) and their clinical significance. Methods A total of 145 pa-
tients with SLE who were admitted to the Department of Rheumatology and Nephrology in the hospital between
March 2017 and June 2019, and 100 healthy subjects were selected as the research group. The levels of peripher-
al blood CD3 CD16" CD56" NK cells in both groups were measured, and clinical indexes of patients with SLE
were collected. Patients were divided into active group and inactive group according to the SLEDAI score. The
levels of peripheral blood CD3"CD16" CD56" NK cells in different groups were compared, and their correlation
with clinical parameters in patients with SLE was analyzed. Results CD3 CD16°CD56" NK cell count and per-
centage in the control group were high than those in the SLE group. The differences of CD3'CD16" CD56" NK

AR B A EF AKX A (201802359)
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*BAEAVEE A TE, E-mail :jiaoluyang2009@163.com
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cell count and percentage between the groups were statistically significant (P<0.05). Complement C3 and C4
levels, CD3"CD16" CD56" NK cell count and percentage in the active group were lower than those in the inac-
tive group (P<0.05). SLEDAI score, C-reactive protein (CRP) , erythrocyte sedimentation rate (ESR) , anti-
dsDNA antibody and anti-Clq antibody levels in the active group were higher than those in the inactive group
(P<0.05). Pearson correlation analysis showed that levels of CD3"CD16" CD56" NK cells were negatively corre-
lated with SLEDALI score and CRP levels (P<0.05), but were positively correlated with complement C3 and C4
levels (P<0.05). Multivariate Logistic analysis showed that complement C3, ESR, anti-dsSDNA antibody, CD3
CD16" CD56" NK cell count and percentage were independently correlated with the activity of SLE (P<0.05).
ROC curve showed that the area under the curve values of CD3'CD16" CD56" NK cell count and percentage for
evaluating the activity of SLE were 0.752 and 0.794, respectively. When the cut-off values were 144.08 cells /
pL and 11.44%, the Youden index was the largest. Conclusion There is a decrease in CD3"CD16"CD56"NK

cells in SLE patients, and the number is closely related to the activity of SLE patients. Therefore, the number of

CD3 CD16'CD56'NK cells may provide a certain reference for the evaluation of SLE patients.

[KEY WORDS]

ease activity index

2 G PE 4 BE AR 95 (systemic lupus erythemato-
sus, SLE ) /& —Fh & W] 2 J 22 2R G 4405 1 G i 1
PR , B PUARTE B HMA R G850 4 LR
e B G e 52 A W UUR R L R E AR A, e giE 5
e SLE KA EE R, YRETHF5E K], SLE
BE AR Z R e PR AL 0 %, AR R4l
Jit? (natural killer cell, NK) 475 19 Bl G e 2 78 Hop
diflE A . NK 41 M 3R A 2 Fh AR 0
Pl AZ A, AT U I 2% 3 95 2 R s 40 % ik e 4
Mo A 2E W, NK 403 0T B8 AT L o 5 e B
Z PR R EE RN R A AU B N T =
SLE & ik M itk Je v ity T A ok A%, 43 A NK 21 i 78
SLE &3 iy KA A JF R H 5 SLE &4k
& R B9 & A& 0] R SLE & 9% HIL I A A 5% $ AL L
W SRR, W AT S SLE 9 15 D7 Al 4 £ B g% 0
CD3°CD16'CD56'NK 4 ifd j& NK 4l ffd ) £ 4, AffF
5% LA CD3"CD16'CD56"'NK 4 it Ky = B W 55 # b,
ST HAE SLE JAa th YRR KPS e s
A CNE . BRGEATT .

1 ANSHE

1.1 — R

PEPE 2017 4F 3 H 2 2019 4F 6 H 24 [ KU i
B} K B N RHICIA 9 145 ] SLE H 3 18 b BF 58 %
%o MANRUE : F5 6 55 B KGR 2% 2l 22 1% SLE 2
T e A3 AR U 5 I PRERE Je SE 56 % AR AL H8 A BE R}
SERE; FIMAAR I B W E A . HERR PR
B A A R | LR R S O

Systemic lupus erythematosus; Natural killer cells; Systemic lupus erythematosus dis-

MBI ; & IF A RGENE A B e fein s ; ki
At 523 5 AE SLE T BOR sl B 5 . 6 BRA Ry
[F] J 2 1A 1Y) 100 151l fg R A4 A 27 , % FE 20 A2 3 2 HERR
SLE ¥ , 28 1 20 A4 A% H A S BB | 50 s [m)3f)
TG B B G BE B B LA P B AR

SLE 41 &3 5410 B, £t 135 19, A i 25~
44 % F-1(35.12+9.45) % MR 45 SLE 0 16 ol Pk
8 %% (SLE disease activity index , SLEDAI) #¥43"*,
Qb T35 s (SLEDAI=S 43 ) /5 57 1, AR 16 sh )
(SLEDAI<5 77 ) 45 88 {4 . X HRAH 53V 7 4], 2ok
93 ], 4F 4 22~46 %, (35.01£9.35) % , SLE i #
Kef BRAH A7 1505 M ) 4 S A i L 3 25 R TC STt
RS (P>0.05) o ASHFFY 28 B2 B 40 B 25 51 o4l
e, B SO IR 20 s 2 E R E .
1.2 ik
1.2 BERplicE

W SLE fE 35 m PR %8 8}, = 24045 P 4R
% FMA C3 L FMA C4. C 0 2K 1 (C reactive pro-
tein, CRP) . Ifil i (erythrocyte sedimentation rate,
ESR) . Ji clq HifAk .3t dsDNA Fifk K, X 2o 45
IR A B R BB 5
1.2.2  NK Zifit%k

SLE /B T AR 4 H R AR R 25 I ik ali , %F
FRZH T AR H R 4E R EDTA $e b 32, K dihi
Bpg R A F ik il 1 mL # A BD Trucount 4 %
THECE N 5 BC20 WL 3 =X A A -6 £ 3 57) i 22
R NCHE , A 50 WL $LEE 4 ML, 7853 16 &) I 7E
R GBS T E 15 min, Jil A 450 pL BD



TSR A

20204E11 H 21248 211 T Mol Diagn Ther, November 2020, Vol. 12 No. 11 « 1567 -

FACS % Il % 78 30 1R 2, #OGIE F 15 min; R H
mindray 7\ 7] BriCyte E6 % Jii 20 21 i A R A7 4600
MRFlow #AH#EA T WAF T4 =X -6 i)
(A5 /N B4t A\ CD3-FITC . /) il it A\ CD16-PE . /)\
BT CD56-PE /N AT CD4-PE-Cy7 ./NRATA
CD8-APC-Cy7 ./MiPT A\ CD45-Per CP-Cy5.5 /M
HL A CD19-APC )l [ BD AR A BRAF]
1.3 Giitsiabs

> 1 SPSS 18.0 #EATEU I GE 1T 43 Hr , THECF kL
Phn(%) 3R, HIE AT ¢ ks s 75 & B3 A
PR (R 25) /R AT REAS ¢ K250, N4
B IE A0 0T TRk A e 67 55+ D 4337 25 a] i
[M, (P25%~P75% ) ] 3271 , K Mann-Whitey 7l
i 6 , >R FH Pearson 1 R 30 Hrdg pn A R LR
K H Logistic Z H & 811550 1 SLE B35 16 oh JE 5
Il PREE A5 Z 8] 19 C 2R, 221 52 30 e AiE T AR M £k
(ROC k) 53 B7 48 5 ¥F- 4k SLE 1% 2h & 19 f 1A,

P<0.05 NZEFA G275 X
2 #Z#HR

2.1 SLE &3 KX 4 371 # CD3 CD16'CD56°
NK 4 il 7K He 35

X HRZH %2183 CD3 CD16'CD56'NK 4 it 145 .
T4 H 4y 9 A [401 (228, 645) ] ANl [19.24
(9.88, 22.85) ]%, SLE 41437l [ 152(66, 202) 11~/
pL.[11.24(4.71, 15.96) 1% , 20 [a] Hb 4 25 S 24 LA
it E X (U=22.456.19.653,P<0.05) ,
2.2 G hH K AR 3 4l B I R 2 80 % CD3”
CD16'CD56'NK #ii ifs 7K - b 45

% sh 41 B hA C3.C4 7K F K CD3°CD16*
CD56'NK 4i i i+4% B 40 LR TR shd , 25 57
HA %124 5 X (P<0.05) , ESR . CRP . #T dsDNA
PR Bt Clq etk KV TARE S A, 2 5w BA S
Pt L(P<0.05), W1,

F1 ANAZKEFENMEIERK CD3 CD16'CD56'NK 487k F b5
Table 1 Comparison of activity index and LEVELS of CD3 CD16'CD56'NK cells in enrolled subjects

Wi % 8h4 (n=57) L35 sh 4 (n=88) Ui P{H
SLEDAI 343 (43) 7(5,8) 2(1,3) 10.247 <0.001
M C3(g/L) 0.77+0.23 1.02+0.41 4.193 <0.001
FMA Ca(g/L) 0.110.05 0.19+0.09 6.122 <0.001
ESR (mm/h) 35.29(20.14,55.29) 22.56(10.27,39.65) 6.523 <0.001
CRP(mg/L) 12.01(2.14,20.36) 3.26(1.11,7.96) 8.956 <0.001
T dsDNA $ri& (1U/mL) 145.25(44.18,356.93 ) 4.55(0,66.96) 6.341 <0.001
Pt Clq Bk (RU/mL) 30.24(9.86,60.23) 3.88(0.41,8.56) 7.456 <0.001
CD3°CD16°CD56'NK 48 ffiit%% (4~/pLl) 127(55,189) 188(101,296) 3.748 <0.001
CD3°CD16'CD56'NK 4 il 1 43 1 (% ) 8.56(3.52,10.24) 13.33(5.01,16.52) 4.012 <0.001

2.3 CD3 CD16'CD56'NK 4ilfifd 7K V-5 1% st 45 45
AT EAAH C O R

Pearson F V43 #7175 , CD3'CD16°CD56'NK
44 ff1 /K SF 5 SLEDAI, CRP 7K “F & 17 4 3¢ (P<
0.05) , 5 #MMA& C3 . C4 7K 2 1E # K (P<0.05) o
&2,

2.4 SLE B#E SN Sl ARAE bR Z B FAH DR BT

L SLE i 8 BE A AR i, LR I IR S50
b HAE TR, Logistic 2 A 2 43 #1 i 7R #MA C3 \ESR .
$1 dsDNA Fifk .CD3 CD16'CD56"NK 4 s 31451 &
™ 4t 5 SLE i 8f & il 57 A 2% (P<0.05) o UL
%3,

&2 CD3CD16'CD56'NK 4Bk F 5iE s EEHRE BHEX X R
Table 2 Simple correlation between the level of CD3 CD16'CD56'NK cells and activity index

CD3 CD16'CD56'NK 4 i 3% (4~/uLl)

CD3 CD16'CD56'NK 4 Jifi (%)

o
i T P i P
SLEDAI -4} (43) -0.355 <0.001 -0.363 0.001
M C3(g/L) 0.352 0.120 0.301 0.048
FMA Ca(g/L) 0.296 0.039 0.345 0.028
ESR (mm/h) -0.256 0.078 -0.196 0.204
CRP(mg/L) -0.311 0.004 -0.296 0.036

Pt dsDNA Hri& (1IU/mL) -0.162 0.201 -0.201 0.096
$t Clq Btk (RU/mL) -0.155 0.256 -0.214 0.087
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&3 SLE BEEESIEKERZ BRIEXED T

Table 3 Correlation analysis between SLE patients’ activity and clinical indicators

seb LN EAEEYiin
OR 95%CI P1E OR 95%CI P1E
FM& C3(g/L) 0.722 0.580~0.899  0.004 0.694  0.694~0.864  <0.001
M ca(g/L) 0.774 0.513~1.168  0.224
ESR(mm/h) 1.394 1.141~1.702  0.001 1.293  1.044~1.607  0.019
CRP(mg/L) 1.239 0.975~1.573  0.080
Pt dsDNA HriA& (IU/mL) 1.493 1.109~2.012  0.009 1.366  1.018~1.833  0.038
Pt Clq Hifk (RU/mL) 1.292 0.959~1.740  0.093
CD3'CD16'CD56'NK 4 il 3144 (4~/pl) 0.798 0.653~0.974  0.027 0.752  0.606~0.933  0.010
CD3'CD16"CD56'NK 41 il 1 43 1t (% ) 0.739 0.580~0.943  0.015 0.752 0.594~0.951  0.018

2.5 CD3 CD16"CD56'NK 4 il 7K - %} SLE 1% 31
IV B E 5 AT

ROC 11475 ,CD3CD16'CD56'NK 4 Jitd 3-%i &
CD3 CD16'CD56"'NK #il /it /5 43 HL 1Al SLE 31 2
B2 T AR 9 0.752(95% CI:0.674~0.829) |
0.794 (95% CI: 0.727~0.865) , >4 % & {f &y 144.08
AL (U - 68.2% FES B 75.4% ) (11.44% (0
J . 62.6% FESE 76.5% )N, 2545 80w K (43
5124 0.436.0.391), WL 1,

0.8

" 0.6
#
=

= 04

_ i)
02 AT I
5%

0
0.2 0.4 0.6 0.8 1.0

14554k
B 1 CD3CD16°CD56'NK £l Afl7k 144 SLE i& 3h B =ik
EAEE T Emh 2k

Figure 1 Receiver characteristic working curve of
CD3 CD16'CD56'NK cell level to assess SLE activity

3 it

NK i U5 7 I8 A7 94 L2 200 3, i S 3 1f
TN, 7B RE T LS RSP E L. NK ZH Y
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£, R AIRA CIP2A . VCAM-1 PHE R34 3 10 I8 1 i e JBTR3 2, TRF1 BHPE 28548 30 0 28 8 T IR ot
SR, S EAGRIFE X (P<0.05) . R HIEBE# CIP2A .\ VCAM-1 [ Z63k 380 AR T = 24001
I J52 S 988 5, TRIFD BHE 28 25 R B Jd 5 T 2 R B Je oI o, 25 S ¥ LA B4 38 L (P<0.05) o 43R4 1F
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Expressions and clinical significance of CIP2A, VCAM-1 and TRF1 in glioma
DONG Liujian', WANG Shukai®, FENG Shubin®*, FENG Qiang®, LV Qiang’, LI Tao’, PEI Hang, QI Lin**

(1. Department of Neurosurgery , Henan children’s Hospital (Zhengzhou children’s Hospital ) ; 2. The First Affili-
ated Hospital of Zhengzhou University )

[ABSTRACT] Objective To analyze the expression and clinical significance of cancerous inhibitor of
protein phosphatase 2A (CIP2A), vascular cell adhesion molecule-1 (VCAM-1) and telomere repeat binding-1
factor-1(TRF1) in glioma. Method The brain tissue specimentsof 77 patients with glioma who were admitted
to our hospital from March 2016 to April 2018 were collected (glioma group). At the same time, 50 brain speci-
mens of non-tumor patients with craniocerebral trauma underwent decompression and resection were selected as
the control group.The expressions of CIP2A, VCAM-1 and TRF1 between the two groups were compared, and
the relationship between the expressions of CIP2A, VCAM-1 and TRF1 and the clinicopathological characteris-
tics of glioma was analyzed. Multiple logistic regression was used to analyze the independent risk factors affect-
ing the death prognosis of patients with glioma. Results The positive expression rate of CIP2A and VCAM-1
in the control group was significantly lower than that in the glioma group, and the positive expression rate of
TRF1 was significantly higher than that in the glioma group, and differences are statistically significant (P<
0.05). The positive expression rate of CIP2A and VCAM-1 in patients with low-grade gliomas was significantly
lower than those in patients with high-grade gliomas, and the positive expression rate of TRF1 was significantly
higher than that in patients with high-grade gliomas, and differences are statistically significant P<0.05). The

results of unconditional multivariate logistic regression model analysis show that: age (>45 years old) , patho-
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logical grade (high grade), CIP2A (positive) and VCAM-1 (positive) , TRF1 (negative) are independent
risk factors that affect the death prognosis of patients with glioma (P<0.05). Conclusion The expression of

CIP2A, VCAM-1 and TRFI in gliomas is related to its pathological grade, andcan be used as a reference in-

dex for judging the malignant degree of gliomas and evaluating its prognosis.
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WS IGI2EE X (P>0.05) , HAT ] Hot,

Cancer inhibitor of protein phosphatase 2A; Vascular cell adhesion molecule-1; Telo-
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AR 10 i 9 41, TRFL BH A 36 0k 3R B 3 v T i e

B, 225 A5 L (P<0.05) . WLE 1,

*1 W2 CIP2A.VCAM-1 ¥ TRF1 FKIAEREEE: [n(%) ]
Table 1 Comparison of CIP2A, VCAM-1 and TRF1

expressions between 2 groups [1n(%) ]

ZH ) n  CIP2A BHPE VCAM-1 BHIE TRF1 FHYE
XHRZ] 50 23(48.00) 22(44.00)  45(90.00)
Wi ZH 77 69(89.61)  68(88.31)  39(50.65)
P! - 28.879 28.831 20.961
P{H - 0.001 0.001 0.001

2.2 Wi R B2 CIP2A . VCAM-1 J TRF1 ik
55 AR BRARAE 1Y 56 &R

B3 2 i Ji2 S5 JE i  CIP2A . VCAM-1 PHE
IR HE AT = GO0 i TR , TRFL BH A 258
R 85 T O ki e R A, 25 S B gt

22 X(P<0.05) 5 I 12 5 9 £ 45 CIP2A . VCAM-1
J TRF1 B e85 FHAR S AR e B4 s
P T (P>0.05), W2,
2.3 F i S ST JRE S AU T A B R 2R AT
ARG X E AT 2 ARV, TR FE T 15
(19.48% ) , =1 62 11 (80.52% ) . HEH AR by
WY CIP2A . VCAM-1 B35 & TRF1 [
FEIK 5 1 e S0 BB WU SR T A O 2R A
Giiter i L (P<0.05), W 3.
2.4 S fik R IR TS AU T £ 2R A
logistic [l A5 B 43y , A >45 % s B 439
) CIP2A Fll VCAM-1 FH 335 &% TRFI BT
&35 IR 52 i JBC TR RR A TS AE T I ik S fa s PR
K (P<0.05), W4,

®2 MEHREESE CIP2A.VCAM-1 B TRF1 RiIZSHIGFFEHFENXE [(2(%) ]
Table 2 Correlation between CIP2A, VCAM-1 and TRF1 expression and their clinicopathological characteristics in

glioma patients [7(%) ]

I8 A B4R A CIP2A fH¥E  /fH P{H VCAM-1FH¥  fH P{i TRFIPHME  #EH  PHEH
R () <45 32(46.38)  0.038 0.846  31(45.59) 0.317 0573 18(46.15) 0.011 0.915
>45 37(53.62) 37(54.41) 21(53.85)
P59 L 31(44.93)  0.160 0.689  28(41.18) 2.094 0.148 16(41.03) 0.314 0.575
@ 38(55.07) 40(58.82) 23(58.97)
Mg B A% (em) <5 24(34.78)  0.023 0.879  25(36.76) 0.738 0390 17(4359) 2522 0.112
>5 45(65.22) 43(63.24) 22(56.41)
LI R L 30(43.48) 5565 0.018  28(41.18)  11.017 0.001 29(74.36) 21.910 0.001
1R ) 39(56.52) 40(58.82) 10(25.64)
i A JOREMES 21(3043)  1.593 0.661  18(26.47) 5587 0.134 11(2821) 0.753 0.861
' T 20(28.99) 23(33.82) 13(33.33)
e 17(24.64) 15(22.06) 8(20.51)
oz 11(15.94) 12(17.65) 7(17.95)
x3 FMERRBHREETHEREZSW (%) ]
Table 3  Single factor analysis of prognosis and death of glioma [1n(%) ]
EES n T HEAF PARlE! PAH
(L) <45 35 2(13.33) 33(53.23)
>45 42 13(86.67) 20(46.77) 152 0.005
4 531 5 34 9(60.00) 25(40.32)
& 43 6(40.00) 37(59.68) 1.897 0.168
JibdRd B4 (em) <5 27 7(46.67) 20(32.26)
>5 50 8(53.33) 42(67.74) 1101 0.204
95 B3 S22 37 1(6.67) 36(58.06)
(=& 40 14(93.33) 26(41.94) 12.782 0.001
Mg v & RARSFE 23 3(20.00) 20(32.26)
e¥TiT) 24 5(33.33) 19(30.65)
A I 18 4(26.67) 14(22.58) 0.955 0.812
o 12 3(20.00) 9(14.52)
CIP2A FH 69 10(66.67) 59(95.16) .
914 8 5(33.33) 3(4.84) 10.533 0.001
VCAM-1 ISP 68 11(73.33) 57(91.94)
9714 9 4(26.67) 5(8.06) 1.049 0.044
TRF1 BHME 39 0(0.00) 39(62.90)
BH M 38 15(100.00) 23(37.10) 19.119 0-001
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Table 4 Analysis of multiple factors affecting prognosis and death of glioma

S EVEEY 3 FrifEiR Wald/y* (& OR 95%CI P&
AR >45 % 0.589 0.213 8.145 1.802 1.187~2.736 <0.001
Ja B3 % = ) 0.783 0.245 11.062 2.188 1.354~3.537 <0.001
CIP2A [H 1% 0.674 0.263 10.124 1.962 1.172~3.285 <0.001
VCAM-1 Fi 4 0.715 0.247 8.628 2.044 1.260~3.317 <0.001
TRF1 [k 0.624 0.239 9.526 1.866 1.168~2.982 <0.001
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VCAM-1 J2 5 22 19 1l 8 21 i % 49 . Nadia
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TRF1 ZIki s & E A E AR E R A Z—,
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J02 e S P R TR 23k A 5 9

25 iR, CIP2A \VCAM-1 }2 TRF1 7¢ Jisi ¢ Jii
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Correlation analysis between serum fFN, MMP-9, IL-6 levels and spontaneous

preterm delivery

CHEN Ting'*, GUO Xiaojing®, BAI Jing’

(1. Department Of Obstetrics, the First Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei,
China, 075000; 2. Department Of Operation Room, the First Affiliated Hospital of Hebei North University,
Zhangjiakou, Hebei, China, 075000; 3. Department Of the Outpatient, the First Affiliated Hospital of Hebei
North University, Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To analyze the correlation between serum fFN, MMP-9, IL-6 levels, and
spontaneous preterm labor. Methods The women who underwent production inspection and labor in the hos-
pital from October 2016 to June 2019 were enrolled as the research subjects. The 86 women undergoing sponta-
neous preterm labor were included in the preterm labor group, while another 40 women who underwent normal
labor during the same period were enrolled as the control group. The levels of serum fFN, MMP and IL-6 in
both groups were detected usingenzyme - linked immunosorborbent assay (ELISA). The differences in the
above indexes between the two groups were analyzed. The effect of the three alone and their combination for
predicting spontaneous preterm labor, and independent risk factors of spontaneous preterm labor were explored.
Results  The contents of fEN, MMP-9 and IL-6 in the preterm labor group were higher than those in the con-
trol group (P<0.05). The results of ROC curve analysis showed that AUC values of fFN, MMP-9 and IL-6 for
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the diagnosis of spontaneous preterm labor were 0.734, 0.701 and 0.791, lower than that of their combination
(0.912) (P<0.05). Logistic regression analysis showed that fFN=89.62 ng/mL, IL-6=32.41 pg/mL, and
MMP-9=6.96 pg/mL were independent risk factors for spontaneous preterm delivery (P<0.05). Conclusion

The occurrence of spontaneous preterm labor is closely related to the increase of serum fFN, MMP-9 and IL-6

levels, and the combined diagnosis of the three has a high value in the prediction of spontaneous preterm labor.

[KEY WORDS]

B Ry H DL R 2 — |, AR IR I A OE
3R K 28 JE 2 37 8 o Il IR B R B R Y
RAEFR 0% AT, HiEF R A B0 EJE
P B RMER R 2
5% AT B RMER A R 2 22
AR B SR O 2R PR R AR PR AR
WY, B2 (0 AR 5 2 LR P At L R 8 7K P AR AR
Sk, UG JLET 4% 327 [ (fetal fibronectin, fEN) |
M AL 2 (cyclooxygenase-2,COX2) HE i 43 )& 25
1 /i 9 (matrix metalloproteinase-9, MMP-9) . [ il ifJ
/% 6(interleukin 6,1L-6) 25" . AW L8 3 X
RNERL" SR H AL fEN MMP-9 \IL-6 7K-F- 73
BT BRI =25 AE L AR OCHEFE (R I R AN (B

1 ARSI

1.1 — Rk
PEHL 2016 4F 10 H & 2019 4 6 H KBt F2 6 3F

fFN; MMP-9; IL-6; Spontaneous preterm labor

SR ZE IR BT ST 42 8 B R TR TR A e
86 B AN AN 4 [m] s BUAS B 1 5 o Uk 24
1540 FIVE R X BRAL . B r= gLy A bR - Ol PRAER
EfF A A EM R 2 Witr " QIR T IR ;
@ H & MR #H ; @28 A 30 A UL L HEBR bR
e ORGSR W E QF BN E ; OF
17" N MR s @F R BEIRyT L OB IR
I L IR AR @ ZF 3 T AR B, R4
AN g BE 2 A B B St v, 5230 3 2 25 28 i T
BA . PG G — MR A 2 R G2
HE(P>0.05), AR HeME, WK1,
12 ik

43 B AE I 4122 30 JE B A 00 9 B AR R 4R
SR FH R s ok b B8R 75 2 BT AE 5 mL, 4 000 rpm
B0 10 min, B _FVE WRCEE AT A G FE AR 04 R I o
fFN . MMP-9 J IL-6 5 I SR g B 4 922 W% B I9C 3

% (enzyme linked immunosorbent assay , ELISA ) ,

F1 MAZRA-RARLER (x=5)
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Table 2 Comparison of serum fFN, MMP-9 and IL-6 levels

between 2 groups (x+s)
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Figure 1 ROC curves of fEN, MMP-9 and IL-6 levels alone

and combined to predict spontaneous preterm labor in patients

R3  IMiE FN.MMP-9.1L-6 7k F B b R B & Filll B % 4
BrFEME
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iH Y AUC 95%CI
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Table 4 Correlation factors of spontaneous preterm birth multivariate Logistic regression analysis

21 51 B SE Wald OR 18 95%CI P1E
fFN=89.62 ng/mL 1.316 0.541 5.917 3.728 1.291~10.766 0.015
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MMP-9=6.96 pg/mL 1.686 0.521 10.472 5.398 1.944~14.987 0.001
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Analysis of the clinical value of metoprolol in the treatment of chronic heart

failure caused by dilated cardiomyopathy
ZHOU Zheng*, LIU gaojun, LIU Chao
(The Fourth People’s Hospital of Sichuan Province, Chengdu, Sichuan, China, 610000)

[ABSTRACT] Objective To analyze the efficacy of metoprolol in the treatment of dilated cardiomy-
opathy of chronic heart failure and its effect on plasma periostin protein level and cardiac function. Methods
The clinical data of 92DCM patients with chronic heart failure admitted to our hospital from April 2018 to Oc-
tober 2019 were selected. The patients were divided into the control group and the observation group according
to different treatments, andthe control group was treated with conventional treatment. The observation group
was supplemented with metoprolol. The clinical effects and the changes of cardiac function before and after
treatment between the two groups were compared. The level of plasma periostinprotein, brain natriuretic pep-
tide and high-sensitivity troponin T were analyzed before and after treatment. Results  Clinical efficacy: Af-
ter treatment, the total effective rate of the observation group was 91.30% ; the total effective rate ofthe control
group in the 46 patients was 76.09% , and the total effective rate of the observation group was significantly bet-
ter than that of the control group, and the difference was statistically significant (P<0.05). Cardiac function:
Before treatment, the indexes of cardiac functionwere compared (P>0.05). After treatment, the levels of

LVEDD, LVESD, and LVEEF significantly improved in 2 groups, while the improvement in the observation
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group was significantly higher than that in the control group (P<0.05). (3) Before treatment, there were no sig-

nificant differences in levels of plasma periostin protein, BNP and Hs-cTnT between the two groups (P>

0.05). After treatment, the levels of plasma periostin protein, BNP and Hs-cTnT significantly reduced in the

two groups, and all of them in the observation group were significantly lower than those in the control group

(P<0.05). Conclusion

Metoprolol therapy has a significant clinical treatment effect on patients with DCM

and chronic heart failure, which can effectively improve the heart function of patients and reduce the level of

plasma periostin protein in patients, which is worthy of wide application.
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Dilated cardiomyopathy of chronic heart failure; Plasma periostin protein; Metopro-

e
1.2 ik

X HEZH R3S R 750 7] L B2 A4 BHLT 7] L A1 R
LA B i 48 B 5k 2R % Ak il 4 o R0 S5 R O YRR
7 o WSS R B AT 8 IR YT Z A0, Pl SR FE9%
IR CBAr 37 )RR 2\ AR 7, 25 mg/ B, [ 2 i
H32025391) BX 43697, 7 mg ARG R &, & H 2
U, 25050 1 T AR AR IR T AR DA T R R I
KA AZE T 100 mg/d, R 0 3l B
FBCEIR YT ET A A2 = 4T I 43 &1 (Left ventricular
ejection fraction, LVEF) , /& % &7 5K K ] N 4% (Left
ventricular end diastolic diameter, LVEDD) . /£ &= Ik
45 A 3] N 42 (Left ventricular end systolic diameter,
LVESD) . 3 JAlRfYs 1 UK, B WL R E LR I
£ AN SRS IINE N

S PRAG AR AT - 25 IE R 2 5 mL ## K
B T EDTA $u e T, B 5 250 W il 3K, i
B —20°CHIVKARDRAF , R FHBEIDE S5 S IN 5 J5 vAA:
W Periostin 7KF-. 1M Mxi4AAK (Brain Natriuretic Pep-
tide, BNP) . = 8ULE5 25 (1 T (High sensitivity tropo-
nin T, Hs-cTnT) 2k H HL AL A5G 3B { SR
1.3 WERIR

Ll 35 AN R 20 1) B8 35 1R i R 580 S iR 97 i I i
H LD Re ARl A AT PR AL R IR YT IS A LK
Periostin £ F17K-F. Il PRI ROR A 0 ) 32355 12
56 TR ) P AR ES IEE , B IRIT R, BRE
OIREFRAET 29080075 & O
QB 1 WL b TR IR IR I R R
TRAE O I RESF R TCATAT UL
1.4 Geitairik

K FH SPSS 18.0 # A4 E 1743 #7 , 11 BEORER H
(x+s) 3R, WAL A AR ¢ K e s B0 RHT
n(%) R, IR R % UL P<0.05 £ 227 H
At L,
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2 #HR

2.1 AL Im RO 3
PHZH BB AEPE R SRS AR FR A W
1 IR S A 22 R S L(P>0.05) , W 1,

x1 AMANBEBBRBIBLER [n(%),(x£s)]
Table 1 Comparison of clinical data of patients in 2 groups

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

171 I X R

2l : " Wz 1R I
RN S S

Xf I

(nedg) 20/20 56:34x7.09 7.32+1.89 20(43.48) 16(34.78)
NgEL

?J;jf) 2521 55.06+6.37 7.46+1.99 16(34.78)18(39.13)

1y H  0.044 0.644 0.245 0.730 0.187
PH  0.834 0.523 0.808 0.393 0.666

2.2 LB E IR IRIA T SIOR g
YT IR, WAL A ORI I8 X RE A, W
HHEZEREE(P<0.05), WL#E2,

x2 MAFNBEIRKBTHRILE (vxs)
Table 2 Comparison of clinical treatment effect of

2 groups of patients (x+s)

4151 B GES TR BARE

X HEZH (n=46) 20(43.48) 15(32.61) 11(23.91) 35(76.09)

WL (n=46) 24(52.17) 18(39.13) 4(8.70) 42(91.30)
718 0.348 0.425 3.903 3.903
P1{E 0.555 0.514 0.048 0.048

2.3 WL B E RIS O D REIE I LK

TRITHT, PRALRE 1D DI RE A T 48 b b g, 22
SIS L (P>0.05) . YT, WAL 0T
e B ST IR g, 2R HA G L
(P<0.05), W33,

x3 WAOLBEBRER [2(%)]
Table 3 Comparison of cardiac function between the

2 groups [1n(%) ]

A0 B LVEDD LVESD LVEF
(mm) (mm)
YHERZH VBYTHT 59.51+3.35  46.25+3.51 37.07+ 251

(n=46) WAITIG 56.21+3.49" 40.16 = 2.46" 42.26 + 4.05°
WELLH  JRITHT 59.64+ 347 45.09+ 3.55  36.62+ 2.40
(n=46) AITJG 50.54 £3.28"° 33.17 + 2.09" 47.64 + 4.97"

2.4 W4 IR YT HT G ML 2K Periostin, BNP
Hs-cTnT /K Ho 4%
YR IT R, T4 R & 1Y IfiL 2% Periostin . BNP J%

Hs-cTnT /K &L, 22 55 G 124 2 L (P>0.05) .
YRIT IR WIZH B 1L Periostin . BNP & Hs-cTnT
IRl AR, ELEE A b d8 b 24 B S A1 e 1
4, 2R B AR L (P<0.05), W3k 4,

®4 FHEBERITHIEME Periostin,BNP & Hs-cTnT
IKFELER (x+5)
Table 4 Comparison of plasma levels of Periostin, BNP and

HS cTnT between the 2 groups before and after treatment

(x+s)
N Periostin BNP Hs-cTnT
20 NN
W (ng-L™") (pg/mL) (ng/mL)
St REZH J6TRT 103.24+16.67 1031.10£31.52 0.041+0.0025

(n=46) JBI7)G 81.69+10.07 568.21+22.10 0.011+0.0011
WLELL JAYTRT 105.78% 17.41 1042.41+33.51 0.045+0.0023
(n=46) JBITIE  74.31£7.29  301.20+19.52  0.008+0.0090

25 AR

P2 AR YA B AN RSO, SR A R
FIRITfa AR A THRE.G 60+ A RN &
HEFN 8.70%(2/23)
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F1% % HY IR0 5 ARG LA [ PN R AT A8 — ZOUR AL O
N EW AT IR F W A B O BREC A
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TR — PR, D il PR B LAAEYR 7 0 ) 3
U5 114 25 ) LRE BT N B3 R B0 i RCAE AR, I ik
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1 B- 32 PR B 25367 1 PO 3 (R, il A ks
FOLIRE , M N o3 1 R GO, L ILFE A
R R R SEFRIR A — Rl Y
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PCI A il e e 4 I miR-146a. Galectin-3 #&ih
B SHURGY Y RUTE H

iR MRAES FH KmE Fa

[ ZE] BB HiTZEeERsh ks~ AiGJT (Percutaneous coronary intervention , PCI) A Ji5 fifi 0 E% Y
B IMTE miR-146a 2 FUMHEESE -3 (Galectin-3) ik X SHUBYYTIN R, FiE  BEURBEIIART 507
BT PCLA VR G % G, MR AT TCIis I e 43 R IR UL A (n=76) FIARIRIL A (n=431) . LA ZHANI)
FsJ B8] 1ML %5 miR-146a ,Galectin-3 | Jili#f /&% 44343 (Clinical pulmonary infection score , CPIS ) | 24 A= BRI 4 £t
J#(APACHE 11 343, /AT 4R R isWiih (. &R AR5 1.3.7 dBYLAL 1L 75 miR-146a ., Galectin-3 /K-
FARBYLH , ZRALHFE X (P<0.05) ; RJF 1.3.7 d Y 4H CPIS . APACHE Il ¥/ 7 T R B YL 4H
(P<0.05) ; RJ5 3 d IfiL # miR-146a , Galectin-3 5 R J5 3 d CPIS ¥4 . APACHE Il #4352 1E A1 5¢ (P<0.05) 5
A J5 3 d miR-146a,Galectin-3 B G2 Wi PCUAR 5 Il @ G4 i AUC (R TAE—Fabr iRl (P<0.05) s R
1.3.7 d fi 808 M7 miR-146a . Galectin-3 7KL FIOAUE# (P<0.05) . £ PCIAR S liEsE YL B4 1M
i# miR-146a . Galectin-3 33k 5 CPIS \APACHE Il 43 5¢ R % U1, ATAE Al IRIZ W09 & WS , H s 3Rk 8
BB IR TR I I R 25 & LR IR DL R 3 87 7 2 LM SRR 1S 5619

[R@R] LR DIRSIKA ATRIT 3 BERIEGY ; miR-146a; FFLEEERE R-3; 2l TAEMZ

Expression of serum miR - 146a and Galectin - 3 in patients with pulmonary

infection after PCI and their relationship with anti-infection efficacy

LING Qiang'*, WEI Tianlong®, LUO Lian®, CHEN Yujin', LI Xiang'

(1. Department of Cardiology, Luzhou people’s Hospital, Luzhou, Sichuan, China, 646000; 2. Department of
Cardiology, Mianyang 404 hospital, Mianyang, Sichuan, China, 621000; 3. Department of Cardiology,
Chengdu 363 hospital, Chengdu, Sichuan, China, 610000; 4. Department of Cardiology, the First Affiliated
Hospital of Southwest Medical University, Luzhou, Sichuan, China, 646000)

[ABSTRACT] Objective To explore the relationship between serum miR - 146a and Galectin - 3
expression in patients with pulmonary infection after percutaneous coronary intervention (PCI) and their anti-
infective efficacy. Methods A total of 507 patients who underwent PCI in our hospital were selected as the
research subjects. They were divided into an infected group (n=76) and an uninfected group (n=431) according
to the presence or absence of pulmonary infection. The serum miR - 146a, Galectin-3, clinical pulmonary
infection score (CPIS), acute physiology and chronic health (APACHE Il ) score were compared between the
two groups at different times, and the diagnostic value of each index was analyzed. Results The levels of
serum miR-146a and Galectin-3 in the infected group were higher than those in the uninfected group at 1 day, 3

days, and 7 days after operation, and the difference was statistically significant (P<0.05) ; the CPIS and
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APACHE I scores in the infected group were higher than those in the uninfected group on 1 day, 3 days, and 7

days after operation (P<0.05) ; serum miR - 146a and Galectin-3 at 3 days postoperatively were positively

correlated with CPIS score and APACHE II score at 3 days postoperatively (P<0.05) ; at 3 days after operation,

the AUC value of miR-146a and Galectin-3 combined to diagnose pulmonary infection after PCI was greater than

that of any indicator alone (P<0.05); serum miR-146a and Galectin-3 levels of effective patients were lower than

those of ineffective patients on 1 day, 3 days, and 7 days after operation (P<0.05). Conclusion The

expression of serum miR-146a and Galectin-3 in patients with pulmonary infection after PCI is closely related to

the CPIS and APACHE Il scores, which can be used as an objective basis for clinical diagnosis. Moreover, the

effect of conventional anti-infective therapy in patients with high expression is not good, and the clinical need to

adjust the treatment plan in combination with its expression in order to promote the outcome of the disease.

[KEY WORDS]

Receiver operating curve

28 Kz 5 AR 3l Bk S A iR 97 (Percutaneous coro-
nary intervention, PCI) AR & >4 Fif y& J7 .0 JLAE B8 H
FHF- B, A7 i B A | P2 O A A I el 0
LIt 7 E v o PCI AR BB BBIPE B4 & =2 AT
A, A ) 7 B 40 35 ek bk 5 | 24 J 3 AR i S 1, o
Z MR H Z AR, HR R 2 A Al
W, H BRI RE S, P R g8 5 A FEKGE
PCI R J5 by = Bl d e sz B e 2. H
T I PR 3222 R U A L 7 43 (CPIS ) | APk A 3
FE {5 (APACHE Il ) ¥¥-7> R GE 0¥t PCI AR 5
I 0 e o 17 R B LA AR IR T (AL B 20T
W 300D R S e, = 1 S R AR E
UEAE , miRNA VR 48 i B DR A 5 03 7 E p s 2
FLFTAR, A BFFEUE L, miR-146a 7638 | 145 J7)
BB AE RN T AR FE AR, T BE S 5 R RN
g FEAE BEOT FE5 Galectin-3 2 I PR W FH TR e
PR35 1 R B 1 PE A (B fF UL AT G PCT RS
U A it 0 8% G T T VAN, AR ST 6 AR T
5 75 WA PCIAR i fili 70 2 % £ 2 1L 75 miR-146a |
Galectin-3 ik , Hlf KA HIRITIRIES %

Percutaneous coronary intervention; Pulmonary infection; miR - 146a; Galectin- 3;

1 AHSHE

1.1 —BgeR

YR 2019 4E 1 F % 2019 4F 12 A & B lig 1y
507 B4 5 PCT AR B EVE AT 5, MR YEAT Tt/
Yeor ARG (n=76) ARG (n=431) . AP
W AU ZE R IR B IS AR A AR
) R B AR B K B A8 15 100 5 Y947 PCL R s 83 K|
HGEIES B R . HERRARAE : ALHTC /R
PRGN 5 A RO YL & 5 AAAE i RSBk A
s B RPEEBR  AE S I Re s fE T . ™
HAFIE MR AR AL A ITE PCUR I (TR
FINFEILRN ORI AT L (P>0.05) , L3R 1. AT
AR BE AT D e AR I
1.2 ik
1.21 JRIT TR

Fir A B A BE S T B 1 O, o6 0 L ]
FHEAG A, AT LABT /NI DL e ik i ih
J7 A RPN FRIE B 22 TR F A
PCI AR BUbR 1 7 58 56 it , R J5 4k 22 7 LABTEE Bt

K1 FHAMEERXEE [(0(%), (x+s)]

Table 1 Comparison of general information between 2 groups [1n(%), (x+s) ]
— TRt Y (n=76) KRG Y] (n=431) iy i P
RS (R) 58.64+5.31 57.65+5.11 1.188 0.235
P51 3 43(56.58) 219(50.81) .
& 33(43.42) 212(49.19) 0860 0354
Ao 146 40 (kg/m®) 21.03+0.85 20.96+0.83 0.676 0.500
A e e IR 15(19.74) 64(14.85) 1.173 0.279
= N5 12(15.79) 51(11.83) 0.929 0.335
i i A 5 10(13.16) 30(6.96) 3.415 0.065
PCI A f#} (min) 25.41+3.05 25.16+3.11 0.648 0.517
FARIH 2LFA 44(57.89) 256(59.40)
PTAR 32(42.11) 175(40.60) 0060 0-806




- 1584 - AT BWISIAITZRER 20204E 11 45124 45118 T Mol Diagn Ther, November 2020, Vol. 12 No. 11

I /N A5 X E SRR T o TR BB 3 AT A Ol Je%
P 5 o S A T A VB O D A R ) v ] o SR 3
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miR-146a Kz - 4 T /=2 25 5 D 525 48 BT i
PUEEIN 2 mL, SR IS & ifin 5 290 6 2 9, WA B
Pk L4 L, fin TRIzol B 2 PR A7 &5 FH 5 Asr Il FH 5
i 22 2 PCR R 7 & (1 Vi3 7 Sk A B2 #))
miR-146a 7K. Galectin-3 #l : T /225 1 L) BL28
BHCHTEEHTEENL 2 mL, 250 (42 8 cm, 5534 3 500 1/
min) BUALTE , DA _E V58 B 520 A FRZA W] Galectin-3
FF IR 8 357 £ Galectin-3 7KF- o
1.3 WMEFER

OXF M HARR  ARJF 1.3.7 d Il 7 miR-
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ARG R E AR 1.3.7 d 1ML miR-146a
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P a4 Ty 25 550k HLE UM IE S A, DL
A5 E 25 3, PR AL 1) b B SR FH Bk ST AR AR 1 A
5. ROC M & /3 HrizWith (. Pearson #HC1E &R
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2.1 AL A5 %35 (CPIS \APACHE 1T if-43

LA 1.3 .7 d IfiL7E miR-146a . Galectin-3
7K CPIS \APACHE Il 143 T AR BG4, 2 747
Biit2E 3 L (P<0.05) , AN [F B[] 5 b s, SR R
J& 1.3.7 d Ifil ¥ miR-146a . Galectin-3 7K °F- . CPIS .
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Table 2 The expression of serum of the two groups (x#s)

FEAR 21 5] n y N ARJF1d RJGE3d RIF74d
miR-146a TR 76 3.99+1.20 6.01+1.80 7.64+2.30 5.23+1.57
RG] 431 3.78+1.13 4.21+1.23 5.34%1.60 3.66+0.33

F 4 (P) 37.256(<0.001)

F i (P) 12.711(<0.001)

F . (P) 9.433(<0.001)
Galectin-3 (ng/mL ) YL 76 15.02+4.31 21.61%6.08 27.12+8.14 17.73+5.32
AL 431 14.33+4.28 15.53+4.65 18.98+5.70 12.41+3.73

F 4 (P) 25.834.(<0.001)

F a1 (P) 16.924.(<0.001)

Fum(P) 11.558(<0.001)
CPIS P43 B 76 5.33+0.78 6.12+0.69 7.3320.65 6.080.54
E NGRS 431 5.42+0.69 5.64+0.71 6.02+0.77 5.47+0.61

F 4 (P) 17.337(<0.001)

Fum(P) 8.694.(<0.001)

F 4 (P) 10.210(<0.001)
APACHE Il $£4y YA 76 4.54+1.02 5.58+1.23 7.2621.19 6.89+1.21
PNEY 431 4.49+1.13 4.62+1.07 5.331.24 4.56x1.11

Fm(P) 14.629(<0.001)

F st (P) 17.238(<0.001)

F 4 (P) 10.921(<0.001)
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2.2 £ Il 45 45 5 CPIS . APACHE Il ¥ />
Ktk

PIAHRZREL>0.6 UE, ARG 3 dIfil{E miR-146a
Galectin-3 5 &K Ji5 3 d CPIS 14} . APACHE II -4}
EIEM X (P<0.05), W3,

x3 &HIMFEERS CPIS.APACHE II #4385 1%
Table 3 Correlation between each serum index and CPIS,
APACHE Il score

- miR-146a Galectin-3
ey —
rfE P{E r{H P

CPIS P43 ARJF1d 0481 <0.05 0485 <0.05
AJF3d 0511 <0.05 0451 <0.05

AJFE7d 0504 <0.05 0446 <0.05
APACHE I ¥4 ARJ51d 0502 <0.05 0.474 <0.05
ARJF3d 0499 <0.05 0.513 <0.05

ARG 7d 0513 <0.05 0462 <0.05

2.3 ROC 7 ifr & fabn i — MRS 2B (6

S22 HIAR G 3 d miR-146a , Galectin-3 Fj &
Bk 512 Wr PCI AR Ji5 fifi % J8k 44 1) ROC i &, 15 %]
AUC {HAK I I E A >AR )G 3 d miR-146a>AK )5
3 d Galectin-3., VL 1.4,

100 100

80 80
:-)_S; 60 Z 60
iﬁ&i 40 .;Eg 40
20 AJ 3 d Galectin-3 20

AJF 3 d miR-146a

0 20 40 60 80 100 0 20 40 60 80 100

100-45 54 (%)
1 BEMRE—RESIZETMER ROC H £k
Figure 1 ROC curve of the single and combined diagnostic

value of each index

&4 ROCHMEERE—REKAILHNE

Table 4 ROC analysis of the single and combined diagnostic value of each index

FebR AUC 95%CI I FAE HURE (%) PR (%)
ARJ5 3 d miR-146a 0.805 0.768~0.839 >6.5 76.32 73.55
AJG 3 d Galectin-3 0.781 0.743~0.817 >25.18 ng/mL 68.42 77.96
B 0.853 0.819~0.882 - 72.37 86.08

2.4 R[RTTRCE A5 I 2Rk

SHURIEIT A 551 B, Toak 25 i, 4
Fes , A RURFH ARG 1.3.7 d 4 miR-146a . Galec-
tin-3 KPR T TR AR (P<0.05) , AS[R] B[] 53 1

BLUEREE ARG 1.3.7 dIfil 74 miR-146a . Galectin-3
TR T I8 (P<0.05) , A R85 AR
J5 3 d Ifil.% miR-146a . Galectin-3 /K34 T AR |1 .
ARJF1.7d(P<0.05), WFEKS5,

x5 TREFTVEEEMBERIE (x£5)

Table 5 Serum expression of patients with different therapeutic effects (x+s)

S D 41 n AT ENERE KJG3d ARJF7d
miR-146a FEE 51 3.95+1.28 5.58+1.67 7.05+2.11 4.67+1.41
Tork 25 4.01+1.16 6.89+2.07 8.84+2.07 6.37+1.69
Faw(P) 14.694.(<0.001)
F i (P) 22.671(<0.001)
F 5 (P) 11.558(<0.001)
Galectin-3 (ng/mL ) AR 51 14.96+4.49 19.67+5.90 24.96+6.44 15.58+5.03
ToRk 25 15.14+4.28 25.57+5.87 31.53+6.69 22.12+4.78
F um(P) 8.442(<0.001)
Fum(P) 19.785(<0.001)
Fuu(P) 10.227(<0.001)
3 i A 7 55 5 T 346 o A SR R I R R

O WU AL 2 51 R A H ™ H A0 WLk i, e
£ 2 2 W 4 DI RE AR, By UM AL, 3 S i 8
BAME H TH e 5 DR Al [R] s PCTAR 2338 i

PCI A J5 fili 3 &k e 2 25 23.8% , H 725 )5 289697,
IR 225 o B R IR AR

CPIS . APACHE Il 43 & % J2 llfa JR 37 ) fii 3
TR T AR B TS R T R L) S B R
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TR Z s IV 2R A EAT R A AR
BRI AR R B, P R E AR 1.3.7d
1. 7% miR-146a . Galectin-3 7K -5 P B £ 28 1k
52235 Zhou Y JTLARRAE " R 45 SRR, £ 2
ARG 3 d R EYs m AW, — BB BT DT
BYYIRYT ARG 7 d BRI KE B TR . Galec-
tin-3 JE L R K1 5005 32 2 B, 322 1 I 4 i
3 , RTS8 VOIS B A T UL 3- 2R O B 1R 5
A Eed Sl ek ey a1} = T NN 2 I S
SRIE RN KA R IKE B RGBSR
g 2 O LS8 /N B AU A 98 22 BH |, Galectin-3 7] 3
I 0] 2 IO ST DR B0 LA 40 i £ 27 A
PEMVE S FF I, 40T Galectin-3 41§ PCI R J5
Jits 08 JE % (4 BIL A 0T BB« — O D AILAA 7E O AL R
S0 PCT AR B A 45 I B0 0TS Galectin-3 3R i5
ARG, KA O WU AE T, 27 B 22 77 7 3L
Galectin-3 3235 K fif v] il 2 P4 3, 18 B Jdepk
73— 5 T Galectin-3 it ZR K il G2 16 M, HLA B
THIRE JIB#AK . miR-146a 2 H PP Gy Ry 2 01
YEFR R LR R 53 F o DF9E 7R, miR-146a {5 3%
T T 5 Al B G 200 X 4 B P 5 A% A B AT B K
ARE ST R, HED PCI A S5 fili 350 8% e it 25 3%
1 miR-146a /= 2215 , DLk Ak B0 20 i X S0 i A
W HE 7, BR e e i 1 i Je . Ao L R I
AP JE 1M miR-146a ik ¥ & TARHT, AJG 3 d ik F]i
(B, I A A 5 0 17 B U A B R AR AT, L IR HfE
DASFESE

SR S I T i 8 U8 Gl v A A OCHEAE T,
Galectin-3 /E N H ML R AT, i8S 5L 4ifb %
N 5T AT A A M B A AR AR T Rk
SIINE iR A A T TE 0 . T miR-146a %
I8 BRI T R EOW B, (H% B 4T &R , miR-146a
% 55 56 IOk o3 R A Ak BE A B AR o SRR R0
WL 3 B e ST fE R R ™, H Ik, PCT AR R
Jiti B J2% % HF miR-146a 1] ¢ [F] B 77 78 2 3K 52 10 1l
IRZS, H miR-146a . Galectin-3 X S e T g B/ —
FE T AR S BTRGIARYT AR . ROC i
L4y Hr R, RS 3 d miR-146a . Galectin-3 B &
Z W1 PCI AR J5 fili #J8 Y 1) AUC { 0.853 fz K, 1]

PG IR IZY7 S AR . (H AR ST 1 A B i
miR-146a , Galectin-3 X} 52 T HE 1) T [v) P& #5 AL
Tit—2 5T .
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EB 3 75 5250 S AL HABE 58 2k i

Mgy FwR RiETT

(#8 ] EBJu#EE— P £r 78 i ek, 2% iy 00 b AL 4% , 5 22 i 1k i s 2% DT AH
5o EBV BRI 7 vk 25 BAL 5 ML - R0 1A W0 00k, A R DN 7 vk 4% A DLk o S Bn TR R AR
e PR 85 SR % 5 0 A DU T B, o LIS ] PR 2 A RS T . BT 7 2 B — AP A4 A
JERUEZ) EBV S50 2 AR RO FREAL , o BBV ARSI AR AE H 12 BT 3G ¥ 7 4 3t B nT SR A4 . A SC
4T EBV AR BUIR, O EBV MICBIR YIS I 67 FHiS SR 2%

[X821A] EBV KEA s HUARKI ; AR

Progress of researches on Epstein-Barr virus laboratory detection technology
MA Tingting, XU Sihong, ZHOU Haiwei*

(Division II of Diagnositic for Infectious Diseases, National Institutes for Food and Drug Control, Beijing ,
100050)

[ABSTRACT]

tions and is closely related to a variety of malignant tumors. EBV detection methods mainly include serological

Epstein-Barr virus is a ubiquitous pathogen, which is mainly transmitted by oral secre-

and molecular biology methods, each of which has advantages and disadvantages. Selection of the appropriate
method depends on the clinical needs, and multiple methods can be used in combination when necessary. To
provide a more reliable basis and reference for the diagnosis and treatment of EBV-related clinical conditions,
further evidence and consensus are needed to promote the standardization of EBV laboratory testing technolo-

gy. This article introduces the current status of EBV detection technology and provides references for the diag-

nosis, treatment and prognosis of EBV-related diseases.

[KEY WORDS] EBV detection technology ; Antibody detection ; Nucleic acid testing

EB Ji4 8 (epstein-barr virus, EBV ) T 1964 4-7£
A FE 4R 4k 988 (burkitt’s lymphoma , BL) {9 74 2H 21
Kt & IR B . EBV BT y B TR
%, J& 9 B E BRI B SUR S N i 2 —
EBV Jg AR -+ ZRAR T 454 O3t 9 2 [
Wi R E ) MARTAH XN R E R A REEHY
EBV JE K212 172 kb, H— M RE4 TS £ T 85 Al ik
2 M X% DNA 70 F 41 . Hga g 28 K B A
ELHIA 6 M Z iR (EBV nuclear antigen, EBNA ) ,
3 e K % 2 11 (latent membrane protein, LMP) ,
/NAE B R 1k RNAs, EBV 4 i () /N RNA (EBV

A 478 B RFAHRE K E 5 (20182X10102001)

encoded small RNA, EBER) 1 f1 2, f# /)y RNA #1JL
Fofr b 1A S8 JE PR

EBV F= A FMR S | K 20 38 5, 141 0 53 b
YA R, HERE I [R) v SR 40T, S B
oAy 2 B 2 0] (R W s RR 2 HERE AT . EBV nf JakgL
T 9tk U 200 L . B 7k 28 200 L s A0 0 11 iR otk b Rz 240
JH P R A B R FROR B AR B A - LA B
R R M Z AP A AN AL 20 AR [ B i e
5% 38 % B0 K 1 40 S5 R e  EBV B8R 55—
FE A, EBV B Y 5 28 A7 42k 098 (hodgkin s
lymphoma, HL) . F 2 77 4 ik I /% (non - Hodgkin

Ve F A5 o B A 2 St DA R AR R R A = F , AL 100050
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lymphoma, NHL ) \ BL ., 5 M 45 Kz & 73 2 24 1 9 11
FLIRIE A O EB R #EIR A A, 2 B0
UIRREE N VR R LEIE SO AR LR A
. EBV BY LG 0 F 25| BAL Ytk oA 4 i
14 22 5E (infectious mononucleosis, IM ) .EBV #H < Hg
PPk B4 2 20448 Z20E 1 X% bk 0 4 23 AE 2R B AE
5. EBV A4 Z MR ERMEA A SCE A4
A5 TR I 2 A %) i s RS 3, DA B R AL
PR 7 V24 1 1 S 2 BB

1 EBV AR

EBV 7E i & B I K A0S AR IR B itk 2
RS TEE R R N R AL TICIZ B
YR PN, F a6 7 AR e e Bk B 1. EBV UL B 41l g
J&i , SEIR AR P AH & 0 JE DR G S AR 2515 B 0k, 1l
FREETEICIZ B A AR R IRIRIR A, 76 B A7 7E
(AT 250 M50 1 1) B M 8405 . BBV 3E A B 411
J& A FIE S AFETE S — Rl 2 2 A A B
215 ERRFA LR EEIE AR, 58 AL
T B AR T A0 A N i R aA e IR KR, 3K
Sl A0 A IR RN AE G o B2 P SE AR TR 1
IR AL R bk T 40 B R T BOE 1 B 41 R
PEWRELIRE . FEGRPEDNREIEH AN EBV HR5 1
P U 440 B 2 #0010 3 B A2 Bl . AR
1M, EBV £ I Bz 20 Jif 2 fige 0 5 R SR Gk B, 9 2 1 7%
SRR IR BE PR 35, T E T B 20 1) i A B A4 e
Sk B R R A0 A U R . EBV A 1
FFA LR ILE - UL EBV AR M AEWibric e
W RIIEAS IR 5 A AT I, QEBV YL 1)
JERYL B B, 7 RS AE FI e Sl i s R 1Y)
EBV 5559 1 5L 0 A0 WE 45 . H i, EBV 19K
D75 12 32 A T 27 Aoy LR i
1.1 EBV 455 37 K0

20 B 1 S B R 2 — FORS A ) 2 |k L H
EBV {3U7EJE bk I3 48 6 I AR 23 IV i e
iy £000 R A L5 40 5 s 3 o R, A KA
BUR A ET ZI A0 M 75 4R T Ll N 5L A
PRSI BLERAE A% B 5t OIS SRR A (4~8
Jil) o BETZE AR F 2 TR R B
TEORIERGL 1Y) B Ik E0 20 A ; LA I PR A T3 /D
1.2 EBV i =28kl

JE AV 4258 S K I 20 ZUREAS ot EBV 11 4 BR
EBV 1) 5% 5 AR 76 FL R L 19 o Jeg 48 B A IML AR 5 1Y

REL AR 345 3 3Rk . EBV L AR E N
40 i 4% 5% 40 B2 55 () EBER1 F1 EBER2, EBERI
A EBER2 AJ U TP 38 A 5 O 40 o T R
B . AT UTERCRAS A w5 L AL A L EAT]
AR w1 H DUE, AT DAV K D A 2L A4 EBV
WG e ™ o JRA 2438 i H EBV H6 AR
VERPRICH o %5 1k FE 2K 2 S0 240 i = R
H=XF EBV SE . BT EBV AH G A 3G Pk g 7
WIC A7 , EBER 15 5t T A0 OC i 88 9 L 401 i
4. WA F A EBER 15 57 13U o1 EBV 512 1)
FEAH 5 Ik T 388 A= 4 5 (post-transplant 1ymphopro-
liferative disorder, PTLD) &z % 5112 Wit 5 IM , HL
F/E NHL 099590 o 1Z 07 AR R BRPE e 1 1 &
PR I BES H  EBV #e sk Al i N, T
RNA P 25 5T G2 th B M . 207k R
G T A0, PR B RFERT , [R] A 7y ZERr R I HE RE -
1.3 EBV W& BEAEHTIARK I

W& S5 #E 4E PT AR A5 11 (heterophile antibody test,
HAD) &5 ) 3 271 , 2 — P iy S H R S
ARSI o HAD A3 T £ B I3 st 28 % 2y (1l =
AR MR BESERE T o IE RN OL T PUARAE IM
B T RE R I B H ARV 2 A th AT . FE
EBV B g FH, 85%~90% ) BLAFE NN /4T 5 B
Pk, H i 2 50% 76 55— JA 1Y HAD A6 I 52 BH P
HAb i 5 T & MR & IR B2 W M £
T IM ) —FhigUgas Wil . (B2 Z 0 i i fedk
RS, Joik 5 AR A v (s B 98 LK
5 JEGERNSEUENE ) BRI A B B e MR X
Ire RA KL 10%~30% 1P % LI L 50% 1)
2~5 % JLEE R BHME, PR E N ARHESE HAD F T2 6
JUEE EBV J5UR MR R IM
1.4  EBV RS MEpr AL

N AP 1 AR 1 5 — 18 Bl 46 & e e &R
g5, FLrh iRy AR 25 1 A R RN 96k U 40 P % 4 SR AR
o BRI, XA B 1 22 40 T 1k 44k B8 B, L nT
DA B 2 o AR ) v B sl Ak TARBRCIRZS . EBV
YL AR LS, AT 3k K 5 Hi i (viral capsid anti-
gen, VCA) . F- WP ) (early antigen, EA) | T Ji
(membrane protein, MA ) fl EBNA 4§ , & i fr JF 2
FEIRRFR R BUAR R A BRI RS ILE 1, 5
KOG i R VCA B S A 1gM il 1gG Bt
A, IgM PUARTE i o R L 1~2 N T, 1gG ik
IR RS B4 o H R R PR IR 1 L ZE AN
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Figure 1 Titer changes of different antibodies after
EBV infection'”

AR VCA IgM B iR S HPE™ . EA R 7L 7
i ASEFE R BT, e 1gG Uik T &
J& 3~4 JH 5 W, AT RELE 3~6 N H R BT i sk Gy 5
EBV i IR 5 A5 5 . MA 119 IgG P& A1 EBNA
B 1eG YUK T &9 I 3~4 J8 H B, &A= RS A7 1E
Y e AR bR A

5 HAb M HC A 5749 EBV PiA Il S RikE
NN - (1= WS <y vl e X & 27 R LD /R 71
Ji . %X EBV Uik (VCA-IgG ., VCA-IgM . EBNA-
IgG . EBNA-IgM 1 EA-1gG) A A [ 2 10 1) 4 S 46
DU o R S P ARG 0 A 6 BT S MOR s e DA A T v 1z FH
0z KRR bR S I R T e R L) 48 th EBV
ST b R IC ) T N S5 IR A2 R T3
Ja IR E ", Horp VCA-IgM $itik ] DIVE b &
PR bR &, 36 FH T 2R B2 T VCA-
TgG PR TT LU T S M P 7 A5 F 412 W s NA-TIG
PO 118308 5 2 285 A D S R 9 40 255 s ) R 9
FIWTA —EEH . 2RIk S DNA BCA RN BE
R it vy 5 MR A 0 ) BURREE . EBV BRI
FIAL 15 4 9% 2¢ ot 7% (immunofluorescence assays ,
IFAs) , i ik 50 5% 1 (enzyme immunoassays , EIAs ) Fll
S fb 27 K G5 43 M (chemiluminescence immu-
noassay , CLIA ) I3[ western blot £l .

IFAs &4 b5 2 Bk &% H TR EBV #1L
) BL 4 i 2 (4N Raji 400 3R ) , E1As X246 0 A9 4
S5 IFAs ML A A sk alifb KRB 1,
ElAs /& Kzl EBV ¢ 5 MR I (Y 32 22 J5 % . TFAs
RS e, T LAMER EBV B L id 4330, (H H g
AL Bz AR EAL . EIAs BOMIPREE , o] DLt & A
ALz, s AR, H AL R EbR L . — TS
R W], AL EIAs 5275 1 IFAs 7R 70101 J7 T 25
AR H — 2, BT BB WL 4 AR 1E TFAs 185 AR
fin o EIAs I IFAs A5 2 6 2 B FIRR 5 1gG
oA i S R B2 Wil DL ik 2k iR 5l

HoAl e By BE . CLIA R LA A3 & PR A K
PR HARURREE R S B0 UF . Western blot HLA
TR SR, RS M INLTE T EBV YL B BN,
EEXT LR HTIR B EBV B RS PEPTARKE I, (A 2 H
il = 2% ph 55 1 S EE AL BT R AN R SRR A A
bR IE L AS 55 5% 0 T S HERA b2 T EBV M6
PRI AT e e — SE il B2 Wi e an R Ak ige =

FEAME RIS PR -PUAR 2 A 5 R 2R S R
PR N O = R T G RN A AN e
A, AR TG MR AE B IR RS 2R B
BRYS SEAMERAL THUA S 2 MPRSs SRS
o FESEEDUAKEIN 35 B H 0 i i LR
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P2z 8 T A0 MRS AT 2 32 38 R At G 28 e B 1
W, BBV 5 15 25 A 0 v] LS B2 Wi Fn S BE EBV
FHOCHBEIR o e T B 1) B o) PR 38 A Bl = 5 Sl PR AH
O Wt A5 B RS T T AT MILAG 1 3 ) e R
8. T EBV s W i oK 7E 50 50 % 2 (] An o
1k, PRI Aff 5 2% B /K 7 BBV %9 ] i 26 g 3 vh
FETER ] REVEER R BT AAAE RIME . BARAE — L5
= BBV i 5 28 0 45 5 1) 3 2 W 4 U E P 5 90
S5 ST — B (R R R 525 % 2 (8] EBV 281
EREE RS HIR N R R TEME . HIL, K008
T 2L 2 H EBV 208 19 I 45 S 0 5 15 R AH
KR A CEE, e B S S a4
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DA D8 B B ] 4 7% 148 5 8t A T S, A
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ST — 4R EBV R [E BRpnifl it (NIBSC g5
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738 S, RIS A i CEB 5 75 1% R A 38 7] 42
(%56 PCR ) )W IEAEH 2 h , {H EBV Al 2 4/
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