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Application progress of Angio OCT in comprehensive diagnosis and treatment

of ocular fundus diseases
ZHONG Liting XIANG Wu ZHONG Yanfeng Yl Ke ZHANG Shaochong
Zhongshan Ophthalmic Center Sun Yat sen University Guangzhou Guangdong China 510060

ABSTRACT  Optical coherence tomography angiography Angio OCT is a new imaging technology
used to detect blood flow in the fundus. Compared with traditional OCT Angio OCT has the advantages of high
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 Optical coherence tomography angiography Polypoidal choroidal vasculopathy
Central serous chorioretinopathy Diabetic retinopathy Retinaartery and vein occlusion Polypoid choroidal
vascular disease
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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  Chromosomal aneuploidy single nucleotide polymorphism Cell free fetal DNA
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1
Table 1  The result of national limited reference material
. . ze
' 1 2 3
1 25T2115% 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
8 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 Chr18 8.22 8.60 9.16 T18 high risk
17 41 T18 2 5% T18 Chr18 4.50 4.26 3.97 T18 high risk
18 42 T18 3 5% T18 Chr18 4.36 4,73 412 T18 high risk
19 43 T18 4 5% T18 Chr18 3.74 8.42 8.16 T18 high risk
20 44 T18 5 5% T18 Chr18 4.29 4,79 3.34 T18 high risk
21 45 T18 6 5% T18 Chri18 4.36 4.30 4,91 T18 high risk
22 46 T13 1 5% T13 Chr13 5.13 4.29 4,92 T13 high risk
23 47 T13 2 5% T13 Chr13 6.76 6.66 7.46 T13 high risk
24 48 T13 3 5% T13 Chr13 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 8.37 471 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 Chr18 3.48 0.37° 1.78° Normal
41 65 T18 2 3.5% T18 Chr18 4.44 3.65 413 T18 high risk
42 66 T18 3 3.5% T18 Chr18 4.05 3.78 3.87 T18 high risk
43 67 T18 4 3.5% T18 Chr18 5.67 No Call® 3.84 T18 high risk
44 68 T18 5 3.5% T18 Chr18 317 4,73 297" T18 gray zone
45 69 T18 6 3.5% T18 Chr18 4.47 3.55 411 T18 high risk
46 70 T13 1 3.5% T13 Chr13 3.34 5.06 411 T13 high risk
47 71 T13 2 3.5% T13 Chr13 5.50 5.85 5.23 T13 high risk
48 72 T13 3 3.5% T13 Chr13 4,52 5.84 4.61 T13 high risk
T21 £ 255~3.05 T18 £ 2.66~3.26 T13 = 2.33~3.28 O < T21=3.05 T18=3.26 T13=3.283 #aN
- T <= o #bN ] 6 e 1 4 ey
2 5% DNA
Table 2 The detection rate of the limited reference with 5% cffDNA fraction
m H J H c ‘H
1 1 3 1 2 3 1 2 3
O 0 0 0 0 0 0 0 0 0
0 0 0 0 0 0 0 0 0
O 24 24 24 24 24 24 24 24 24
| 100% 100% 100% 100% 100% 100% 100% 100% 100%

24124 24124 24124 24124 24124 24124 24124 24124 24124




O A 2020 11 12 > 11 J Mol Diagn Ther, November 2020, VVol. 12 No. 11
m H H c H
1 1 3 1 3 1 2 3
O 1 2 2 4 2 1 4 2
- 1 1 1 2 1 1 1 1 1
O 22 21 21 18 21 22 19 20 21
‘O % 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
21 &8 113 1> DNA
(®) d e 7 wDNA
O e n O EIl
on g H cfDNA
R - DNA e
“"E PCR - = Y~
H1 1- 3
H SNP v | RS |
2lcldscli113cl > + B
| S B N 1 H
T SNP H, 14 b
SNP H, Jo>K WY v DNA
O m L Y v
DNA =3 Hb10% 96% Y v

DNA = H4%°"° 3 A4 DNA =
NIPT A Z H Vv DNA
KT g
D> = 5% Vv DNA = >
+ O THH 90% 35% Vv DNA
3, > & O THHb50%° g
c 'H D> wW104 3
> = 39
WY 5% v DNA = > &+ O
£ 100% 3.5% v DNA = >
+ O HE 75% T 92%
> swi1s8 ] > = =
18cly - 0
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ALK EGFR ROS1

NSCLC ALK EGFR 4 ROS1
= AA = NN A : a3 2016

1 2018 1 51 H, A64” ¥ x AN H ALK EGFR 1

ROS1 1 H > ¥ logistic O T SA

NSCLC A A¥r XK NSCLC WALKA&GFRAROS1 2 eWEGFR
¥ >k P<0.05 ALK AEGFR > . BNSCLC n

ROS1 > NSCLC ™ N WPEGFR NSCLC i
e P<0.05 eW EGFR rs121434569 H > Bt OR=56.00 ALK 1
EGFR >~w TTNSCLC N N X EGFR " NSCLCHM S e¥w

EGFR rs121434568H > e
ALK EGFR ROS1

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
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H ANSCLC A 2 n%  Xts
eoJL Iogistic ) Table 2 Comparison of clinical data in the two groups
Bt P<005& Ty n% Xxts
@ NSCLC
2 & » tice pe
n=64 n=51
21 @ 61.8+15.3 62.4+14.1 0.196 0.8045
A K W M T > NSCLC o 3.038 0.087
- . 35 54.7 36 70.6
+ XK X A ™ 29 453 15 29.4
>  NSCLC 4 K A _ 32 412
3 NSCLC ALKEGFR@ 3
ROS1 2 -+ e 28 438 9176 8862 0.003
K & EGFRqr > P< M 26 40.6 14 27.5 2172 0.141
wdM 10 15.6 28 54.9  19.790 <0.001
0.05 3 23
) a CEA 259.89+
22 ALK&EGFRA®O0SL DA ng/mL 2.76x165 5 o)
NSCLC AC) NSCLCG
Logistic 1 O ALK  rs113994090 - 46 90.2
. - 359
1 ?113994092 > A NSCLC eh ~ 229
A P<0.05 EGFR rs28929495 rs121434568 ALK o 5.123* 0.024
rs121434569 rs12193428 rs121913465 rs397517127 116 6118
i _ 63 984 45 88.2
0.05 >kROS1H A NSCLC A 347 31 60.8
61 95.3 20 39.2
P>0053 33 ROSI S 3.866° 0.049
2.3 ALK&GFR&®O0S1 qr > 00 359
H> NSCLC Bt 64 100 48 94.1
Logistic O EGFR "HYr ag fisher 3
> NSCLC 3
ewYbht H rs121434569 ALK
A NSCLC A | T
T P>0.05 3 4y m oY T r
3 ALK EGFR ROS1 logistic
Table 3  Univariate analysis of polymorphism of ALK EGFR and ROS1 by logistic regression
SNP H, £ XK Sz NSCLC o3 B 95%Cl re pe
ALK
rs113994090 0 4 0.577 0.083~1.070 0.037  0.023
rs113994092 0 4 0.577 0.083~1.070 0.037  0.023
rs281864719 0 1 0.561 -0.430~1.553 0.002  0.264
rs281864720 1 3 0.318 -0.184~0.819 0.005 0.213
EGFR
rs28929495 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 0.294  <0.001
rs12193428 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
rs397517127 0 5 0.582 0.141~1.023 0.049  0.001
rs606231253 0 20 0.674 0.464~0.883 0.253 <0.001
ROS1 0 3 0.566 -0.134~1.267 0.014 0.112
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4 ALK EGFR ROS1 logistic ROS1 cros NSCLC
Table 4 Binary Logistic Regression analysis of ALK Y ROS1 R e in
EGFR and ROS1 genes "W EGFR 1 ALK > 7 g ROS1
SNP H, OR 95%Cl pe Nt ™M NSCLC W Aeh
ALK "H > EGFR '©2/KRAS /ALK
r528E1C§‘5§£F1:20 3.937 0.397~39.043 0.242 " aH P ROS1 =
rs121434568 65.520 8.432~509.119  <0.001 e cel’%®y W ROS1 ~r
e 90 80201080% <0001 PANSCLCO A
rs121913465 34.364 4.392~268.874 0.001 v e
i AW 3
Single nucleotide polymorphism NSCLC O W l
SNP >k @ i 15x10YSNPH 509 e 30% °©
300~600 bp m Y * g AH NSCLC Os O m
ASNP A O ™ = 35
B Dn~ AD ¢ O e A SO&0
TERT ** TOP2A A ERCC1° miR 423 3p A A J O SR
D ¢ 1 T IL 17F 1 3 b a O - 3
IL 17A°® ANSCLC Ay OH, - o e o
O a A Genome wide association 5 oenm e
GWAS https //atlas.ctglab.nl/ ° B K A .
ALK&GFR&®0S1 "HYH - >X M m A e
Y e SNPANSCLC n Ag m 3 OB mRNA W
ALK > e - LncRNA  SNP A A
NSCLC® ™ >k NSCLC ALK > a3 AD Ak YR 7Yl
14~13%¢¢ "3 e NSCLC ww A
ALK > eR"'HY NSCLC U ~ ~ 3
e B m B ALKANSCLC -m B - SNP A
n VAVARRED - 3 A = A w
EGFR o1 e > 3
HOD A4 -~ 7 NSCLC W
90% EGFR > H 18 21 Y e
> - [0 Kosaka “ 1 S . c w -
SK ) Hs NI 1 J.oo | 2020 28 2 330 334.
— W ok 5 2 .a A O x
30% 15:1_ EGFR > e 3 :Jong J C;e.n X  Wang le\ et al. 2Goelriet?c iolifr?of:)ri:sms in
Y ¥ QA ° " =3 the vitamin d pathway and non small cell lung cancer survival
N EGFR™ qr H A J . Pathol oncol res POR 2020 26 3 1709 1715.
NSCLC A eW rs121434568 4 QT T« 2 tertclptmll
rs121434569 rs12193428 rs121913465 NSCLC A A D J.wE
- 3 EGFR  rs2293347 H 2015 22 14 1079 1083.
- 5 Grenda A Bfach J Szczyrek M et al. Promoter polymor
A L3 A B "HYH phisms of top2a and erccl genes as predictive factors for che
(S > DOBHEGFRD 1 ) motherapy in non small cell lung cancer patients J . Cancer
oh n Y A m s med 2020 9 2 605 614. 1447
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O E - B W O
a S B 3 w s
PCR w P B W > O A
RBC & HGB & I MCV e MCH &
MCHC & O RDW > X
HbAGHbA2 A HbF a1 14 wa™” v > t O 4
149833 W 04003p W ‘O =8.03%4 3
£ CD41 42/N 137 34.25% VS Il 654/N 122 30.50% cED17/N 56 14.00% jp W
S5 Z £ HGB@ICVAICH H » N aq JA o ooe
BYB"A BB RDW A HbA2 BYBNA BB MCV &ICH&ICHC
H  RDW 4 HbA2 BE/B A BYBN A BB MCV &/CHAICHC A&DWaHbA A4 HbA2 >
) x> e T P<0.05 g B >
£ CD41 42/N@VS Il 654/N A CD17/N e B e
L > ax
B W >

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 3 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

2017115
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1.3 1 400 B
£ SPSS230 © O 3 Table 1 Genotypic distribution of 400 patients with
n % W XS 3= B thalassemia
= t O n =, %
O WwP<005= T3 p/B" CDA41 42/N 137 34.25
228 CD17/N 56 14.00
2 CD71 72/N 15 3.75
CD27 28/N 11 2.75
2.1 CD43/N 6 1.50
= . CD14 15/N 1 0.25
49833 A0 B > 436 IVS | 1/N 1 0.25
3 eh " B 4003 O Int/N 1 0.25
£8.03% 3 A O14 5> 3 ) (@) B/t IVS 11 654/N 122 30.50
3 161 28/IN 35 8.75
30 321 CD31 in jJevw 29/N ) 0.50
14 wo 338 >k 107 5 231 3, CAP/N 1 0.25
14 Ww = A 62 1 IVS | 5/N 1 0.25
W= VoA + BE/B" CD26/N 11 2.75
2.2 2 11 400 100
14 wap A338>x eW 281>«
o>h > 80 3, 201 E T P<005 BB B/P" w
3, s a Moy wWRYBY O > E
HbA2 3 & A T P<0.05 3 21 33
2 80 B 14 wD Xzs

Table 2 Comparison of red blood cell parameters between 80 male 3 thalassemia carriers patients with different genotypes
over 14 yearsold  x%s

& n  RBC x10%/L HGB g/L HCT % MCV f1 MCH pg MCHC g/L
BB" 40 6.48+0.89 128+15.58 41.39£4.79 64.173+4.25 19.89+1.34 309.95+8.99
BN 36 6.44+0.65 130.58+12.35 42.08+4.15 65.46%5.16 20.32+£1.74 310.56+8.68
BE/p" 4 5.44+0.43 138.25+7.97 41.98+1.58 77.32+3.18 25.45+1.05 329.00+9.06
pe® - 0.840 0.494 0.507 0.237 0.223 0.767
Fe® - 3.303 1.006 0.236 14,534 24.238 8.579
pe’ - 0.042 0.371 0.790 0.000°¢ 0.000°¢ 0.000°¢

o n RDW % HbA % HbA2 % HbF % E %
BB" 40 17.42+£1.40 93.63+1.45 5.65+0.72 0.72£1.02 0 30.27+6.68
Bt 36 15.99+1.34 93.85+1.46 5.26+0.72 0.89+1.33 0 30.31+6.15
BE/p" 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
pe® - 0.000° 0.557 0.027°¢ 0.667 - 0.982
Fe® - 21.584 505.193 17.616 0.328 - 0.051
pe’ - 0.000°¢ 0.000°¢ 0.000°¢ 0.772 - 0.950
ag BB vs BIB" b= RYR"vs B/B" vs BB ¢ & P<0.05_p
3 B S5 A Y A
»X w=L . ew
B C B > e zZzA L3 nd sty o W

O H B "3B 34 B W S W ok
- TE »E B B = 6 > £ CD41 42a&VS |l 654a

e 3’ . W CD17@28c&D71 72c€D26 * 3

e W H WAR 14 B > AN
A T . ®»3H D z

W VO (b 8='_ Jl3G JMG Jls:l-d.sz )
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Table 3 Comparison of red blood cell parameters between 201 female (3 thalassemia carriers patients with different
genotypes over 14 yearsold ~ X=*s
& n RBC x10%/L HGB g/L HCT % MCV f1 MCH pg MCHC g/L
Bp" 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
[cyich 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/p" 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
pe* - 0.539 0.164 0.495 0.012° 0.001° 0.006°
Fe® - 0.832 6.759 2.525 21.455 31.392 14.643
pe’ - 0.437 0.001° 0.083 0.000° 0.000° 0.000°
lo n RDW % HbA % HbA2 % HbF % E %
Bp" 112 16.27+1.65 92.66+3.22 5.40+0.60 1.57+£1.92 0 27.64+4.56
[cyich 82 15.337+1.13 93.46+1.46 5.17+£0.50 1.34+1.33 25 28.03+6.17
BE/p" 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
pe* - 0.000° 0.120 0.035° 0.475 - 0.583
Fe?® - 10.860 185.125 21.289 1.156 3.637 0.181
pe’ - 0.000° 0.000° 0.000° 0.318 0.129 0.834
ag BB vs BBN b= BB vs BB vs BYB" c & P<0.053
Z J4 e Z £ 97.50 fL&81.40 pg Int MCVa&VCH
X7 A (] m & O&E8330fLAR7.70pg ' Y=3] = Ae
L J 3 g CD41 42/IN@VS Il 654/N 3 B 3 c
4\ CD41 42/N 14 IVS 1l 654/N H DNA O 3
w CD41 42&VS 1l 654 gw 42 o B
2015 CD4l1 42&£D17328 3 42 > £ CD41 42/IN@&VS Il 654/N
CDA41 42/Na&VS Il 654/NG28/N_y. - A1 CD17/N 3 £ b O
3 A T £ Ja B d7 B
J 3 Aw 44 - &am > T B -
N hxi A K & s - w ee<
" xiDo m A -
Do E 1 22013 4
2015 3 wCD41 42 IVS 1l 654 CD17 &
Z e CD41 42/N 1 CD17/N
: A = m
o ] o b 3
B w MCV&/1CH "E
aH s’ MCV@&VICH 1
HbA2 PSRN e Pk
c Ab” B vb
O 3 ww °? - BN
A B/p" ® RBCaVCvVaVCHG
RDW CVa&ibA2 X O
v A1 c A O O 3
B LN Y -
AT & A T 3
o) —

13 eWCAP MCV@ICH O &
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TCZ sJIA Th17/Treg
T TCz a n A SIIA - v 3
B 118 3,sJIA vOs O 80 =, © TCZ
383 M + N A1 3 = (c]
GlIA T2 & AN Thi7d&reg@hl7/Trega « Ya o}
MAS c© (c3) - K o N 3 Z (c] e
JIA TS bBh P<0.05 12 NG2AN” Th17dhl7/Treg HHb Treg
H P<0.05 28 NBENS2 N | H P<0.05
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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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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
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Table 3 The relationship between the expression of VEGF Cyclin D1 and E Cadherin and histopathological characteristics
in children with RB n %
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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 Ng 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 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 .  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.

Logistic regression analysis showed that CML GAsprosin

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

2 Type 2 diabetes mellitus T2DM &
Cc b G O b o
m TO e ¥ > w¥n
T2DM o)
T '3T2DM
n IO u T "
X c! > N 3 D
carotid atherosclerotic sclerosis CAS T2DM
n > e "
o n AT - GG O A? gNe

Ne carboxymethyl lysine CML &
ko) Y eA 1 o 1

YA G CMLO>AB
onNn ‘y Asprosin
eAT2DM I & YA ‘3
T2DM CMLsprosin W
B CML&sprosin AT2DM CAS A 3
1
1.1 m
2018 1 2019 1 b y
135 3, T2DM
T ¥ h IMT "
O CAS IMT=1.0 mm 1 1YwD
"O=CAS n=79 A4 CAS n=56 D
N o i 60 34
| os 3
A A " WHO T T2DM
A ’ VAl >
18 i ’ 3
F H X A 3
A1l <121 K8} a
Y a
o - c a X
’ e P

Type 2 diabetes Carotid atherosclerosis Ng carboxymethyllysine Asprosin

cx! ABMl m

T P>0.05 3
1.2
1.21
SONOS 5500
z A 1 = WH
7~11 MHz = O
lcm @~ 4Y
I Y h w = e O g4
1.2.2 O
5 mL 3000t/
min 15 min O -80 N 3
7600 & 20 AWA 'H
Total cholesterol TC & o Tri
glyceride TG & High density

lipoprotein cholesterol HDL C &+
Low density lipoprotein cholesterol LDL C &

o Glycated hemoglobin HbA1C
Fasting plasma glucose FPG X M
ELISA CML & Asprosin 'H
+ & 30 ° H
WA w - SH'R
1.3 O
SPSS 19.0 S] O
n % c PE
= t T
O LSD t A O
Pearson W O CMLa
Asprosin Ly &n  logistic
O 20 D S 3
P<0.05 = E g ol 1
2
21 3 @ m W O
3 e &8 & @
BMI T P>0.05 T2DM’



O A 2020 11 129 11

J Mol Diagn Ther, November 2020, VVol. 12 No. 11

CAS
HOMA IRGEML W Asprosin
NC HDL C

H> NCAS A
HH NCAS A NC E

%
M T %
BMI kg/m?
DBP mmHg
SBP mmHg
FPG mmol/L
HbAlc %
HOMA IR
TC mmol/L
TG mmol/L
LDL C mmol/L
HDL C mmol/L
CML pg/L

= 0A

2.2 T2DM
A O
A O CMLG\sprosingg A
G&PG&IOMI IRAGCAGa&DL CaibAlC
A T P<0.05 3 2y

CML@& Asprosin A &

2 CML Asprosin
Table 2 Correlation analysis of CML Asprosin and clinical
indicators in Patients

CML Asprosin
re pe re pe
CML - - 0.501 0.016
Asprosin 0.501 0.016 - -

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 CML & Asprosin A A

W O

O&wCMLAE&sprosine 2w
GPG&IOMI IRGCEGa&DL CaibAlCs >

DBPSBPEPCGACAGADL CaibAlca

T P<0.05 3 T2DM’ CAS
H> NCAS E

T P<0.05 3 13

W O m )
&PG&IOMI IRACAGE & U
CML ¥J Asprosin e 3 33
2.4 T2DM De
logistic O
w n’ o D w

CML@&Asprosina &PG&aIOMI IRACa

TGaDLC= 2 logistic O
CML@&A\sprosina a&PGaiOMI IR
s on e 3 43
3
T2DM” > m n =
wWe T T KA
{ve Te
N3 & HT2DM o)
> LS O 3
¢ O Y advanced
glycosylation end products AGEs O
Wy A O _JAGEs ADIHN ~
NF kB n K
T - i -

1 1 K o]



O A 2020 11 12 @ 11 J Mol Diagn Ther, November 2020, VVol. 12 No. 11
3 T2DM CML Asprosin
Table 3
b S.E. ORe 95%Cl pe
CML 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 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
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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 a angle MA value and Cl 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 o 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
a 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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patients and a negative correlation between o angle MA value and ClI 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
Treatment outcome
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Figure 1 Relationship between serum D D and TEG parameters in AICH patients
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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 CCND1 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. t=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 t=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 t=3.660 P<0.05 ROC curve analysis showed that the expression of miR 34a in
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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  Breast cancer Neoadjuvant chemotherapy Pathological complete response miR
34a Prediction
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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 GHbAL1C 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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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 1QTC 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 gPCR 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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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 PTNmMRNA on the prognosis of patients. Results The expression level of BRMSImMRNA

in the rectal cancer tissue group was lower than that in the normal tissues adjacent to the cancer and the posi

tive rate of REENmMREA was higher than that of the normal tissues adjacent to the cancer the differec 1
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Table 2 Relationship between BRMSIMRNA PTNmMRNA and different pathological parameters in patients with rectal cancer
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Table 3  Single factor and multiple factor analysis of prognostic survival in patients with rectal cancer
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Table 1 Comparison of Foxp3 expression 1L 10 and
TGF B 1 Contents in each groups X=*s

Foxp3 IL 10 TGF B1

ng/mL ng/mL
60 0.93+0.15 0.83+0.17 0.74+0.20
CIN 38 1.44+0.20° 1.51+0.32" 1.32+0.28°
84 1.89+0.41" 2.11+0.52" 1.89+0.44*

Fe 189.938 237.751 203.475

Ppe 0.000 0.000 0.000

A °’P<0.05 ACIN °P<0.05_3
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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
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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
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

and PGR in the gastric precancerous lesion group were significantly higher

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
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 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

differentiation group P<0.05 . There was no significant difference in the levels of PG PG

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

O (o 1263 =
o a H =252/10 _ 7 0o ebOs 0O
32.8/10 . &  17/10 _ I a H o n=52 wHOD
232% ' 3§ A T n 48 3, 27~71
n a IS d A A
>18N A D o
M 3 A

4 DI £ 1 Hw 3
ESH (R

bacter pylori HP A >k HP A

< 'l 22~70

s A pepsinogen PG @ X

46.96+8.07

KIS Re ¥ c

A helico B ®» D
»w o ew 64 3,

[ | 7 OO O

n=38 &)O

n=36 jew¥

48.28+6.11
dn
wo i

78 3,
4

15

112 3,
48 3,

MG antigen7 Ag MG7 Ag & 17 gastrin 17
G 17 A Y E
(el(c bt o=
cap DWW~ iy
PG+MG7 Ag+G 17 ° i
ee i w A N oy

1

11 m
2018 6 2019 1

416 3 a 28
23 A A (] s
®» 2 >18N A DL1Y
e H 3 A
I gL
+~ 1 53 ¥
ewy 333 223, 22~70
47.25+753 33 ac
m T E ~

P>0.05 § F H X A



£ 1490 £ O A 2020 11 12 > 11 J Mol Diagn Ther, November 2020, VVol. 12 No. 11
we T Wy 1.3
1.2 SPSS 180 © O 3
1.2.1 wn % c W Xts
3 D i PGAIGT7 Aga O == t JP<
G 17 2] w > HP 005 g ol
®» 2a 2
G = B
122 & A A H 21 7 >k PGAMGT7 Agcs 17 %
N D ) AN 3~5mLH 211 3 D PGAING7 Agcs 17
T0O ~ 220 v 3
& Biohit & ELISA H PG &G MG7 Agcs 17 Ho
& 17w MG7 Ag PG /PG ® P & E T
e N PGR e o O P<0.05 @w o PG &GR
H w MG7 Ag>3 U/mL & 3 H= G PGR
13/14 HP HHb O 9 & E
Nl T P<0.05 3 13
1 3 PG MG7 Ag G 17 XS
Table 1 Comparison of the expression levels of PG MG7 Ag and G 17 among 3 groups X5
(o n PG  pg/mL PGIl pg/mL PGR MG7 Ag U/mL G 17 pmol/L
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degrees of differentiation Xzs
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Table 3 Comparison of expression levels of PG Mg7 AG and G 17 in patients with different precancerous diseases X5

x n PG  pg/mL PG  pg/mL PGR MG7 Ag U/mL G 17 pmol/L
38 119.65+41.08 10.05+4.39 12.71+5.36 1.56+0.31 10.82+4.51
46 170.85+43.15° 20.47+6.49° 7.15+3.54° 1.86+0.53" 14.96+6.10%
28 80.49+31.69° 17.48+7.15° 5.09+1.32° 1.62+0.21° 4.39+2.07*
Fe - 46.97 3172 35.26 6.59 41.69
pe - <0.001 <0.001 <0.001 0.002 <0.001
AFE P<0.05 "A & 2 P<0.05_3
4 HP n % 2.3 w Da
Table 4 HP infection in different populations n % PG+G 17+MG7 Ag+HP G
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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
Hospital Affiliated to Hubei University of Nationalities Enshi Hubei 445000

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/IG 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.

KEY WORDS  Acute myocardial infarction Albumin globulin ratio  NT proBNP PCIl Evaluation
value
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Table 4 Multivariate logistic regression analysis of PCI prognosis in patients with AMI
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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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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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2 COPD PH RDW
Table 2 Correlation analysis of RDW level and various
indicators in patients with COPD and PH
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N Osrteoc 3 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 [ 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 N Osrteoc [ Crosslaps TPINP Nasopharyngeal carcinoma Bone metastasis

Tumor markers Prognosis
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Table1 Comparison of clinical data between 2 groups n %
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Table 2 Comparison of serum N Osrteoc 3 Crosslaps and
TPINP levels between 2 groups XS
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Figure 1  The correlation between serum N Osrteoc,
3 Crosslaps, TPINP and conventional tumor markers in
metastasis group
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Table 3 Multiple linear regression analysis
S - A = - o Pe
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
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Table 4 The diagnostic value of serum N Osrteoc 3 Crosslaps and TPINP for bone metastases after radiotherapy for

nasopharyngeal carcinoma

AUC 95%Cl cut off % % pe
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 pg/L 64.04 83.78 <0.001
’ 0.872 0.800~0.924 82.02 83.78 <0.001
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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

300142
E mail shunsh154055@163.com
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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 IL 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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AFP v GT ApoAl
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Changes of serum AFP y 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 vy 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 y 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 y 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
y 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 ApoA1l 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
y 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 y GT in liver cancer patients after surgery decreased and ApoAlincreased.
Monitoring the levels of AFP and y 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 Al
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Table 3 Relationship between levels of AFP vy GT and ApoA1l before surgery and clinicopathological features n %
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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
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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 SaO, and positively correlated with AHI and carotid IMT P<0.05 . Conclusion
OSAHS the carotid IMT is thickened and the level of inflammatory factors is positively correlated with the

In patients with

severity of the disease.
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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 Th1 Th2 Th17 Treg cells interleukin 17 1L 17 and tumor necrosis factor a

TNF o were measured and compared. Patients in the observation group completed susceptibility weighted
imaging SWI . The correlation between the infarct size  number of infarcts and Th1 Th2 Th17 Treg cells
was analyzed. After 1 month of routine treatment the levels of Thl Th2 Th17 Tregcells IL 17 TNF a
IL 4 and IFN vy 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 . Th1 Th17 IL 17 TNF a IL 4 and IFN vy were
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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 Th17 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 Th1 Th2 Thi17
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 Th1 Th2 Th17
and Treg cells can be used as independent risk factors for the onset of large area cerebral infarction.
KEY WORDS  Massive cerebral infarction Thl Th2 Thl7 Treg
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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 1L 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 SICAM 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 sl
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 Serum IL 6 and sSICAM 1 have important clinical detection
significance in the diagnosis of NP bacterial infection.

KEY WORDS  Neonatal pneumonia Bacterial infection Interleukin 6 Soluble intercellular adhe
sion molecule 1 Curative effect evaluation
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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 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
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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 1dand 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

and the sensitivity and specificity were 97.56% and 100.00%

respectively. Conclusion

The FIB FDP

D Dand TAT in patients with traumatic limbs fractures are higher than those in normal people. The

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 Traumatic limb fracture Fibrinogen
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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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Expression level of CEACAML1 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 CEACAM1 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 CEACAM1 serum
tumor markers cytokeratin 19 fragment Cyfra2l 1  galactose hemagglutinin 3 Cal 3  carcinoembryonic
antigen CEA  matrix metalloproteinase 9 MMP 9 proliferation genes forkhead box protein Al

FOXA1 leptin receptor ObR  proliferating cell nuclear antigen PCNA  and invasion genes BCL6 co
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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
CEACAML1 and Cyfra2l 1 Cal 3 CEA MMP 9 FOXAl ObR PCNA BCORL1 S100A4 SATB1
Twistl was analyzed. Results The expression level and positive rate of CEACAML1 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 FOXAl1 ObR PCNA BCORL1
S100A4 SATB1 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 CEACAM1 was positively correlated with Cyfra21 1 Cal 3 CEA MMP 9 FOXAl ObR PCNA
BCORL1 S100A4 SATB1 and Twistl AP<0.05 . Conclusion CEACAML1 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
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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
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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
Cl 1.073~1.946 and increased level of SOST OR=2.252 95% ClI
factors for moderate to severe abdominal aortic calcification in MHD patients P<0.05 . Conclusion

increased level of BSP OR=1.445 95%
1.353~3.749 were independent risk
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.
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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 Shanggiu 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
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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 pmol/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 Glycosylated serum proteins  Anti cardiolipin antibody Activated protein C
resistance Fracture of tibial plateau
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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 t=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
moleculesl Colorectal cancer Tumor biological characteristics
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Table 2  Correlation between the expression of TRMT1 and CEACAM 1 in colorectal cancer and its clinicopathological factors
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TNM O + 17 7 18.42 7 17.50
N 45 31 8158 3.994 0.046 33 8250 5,573 0.018
Uo (S¥e} 15 10 26.32 9 2250
Yoo 28 12 31.58 8.400 0.015 18 45.00 0.261 0.878
HOO 19 16 42.11 13 32.50
18 15 39.47 16 40.00
m 23 60.53 5194 0.023 24 60.00 6.581 0.010
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Table 4  Analysis of risk factors affecting prognosis and death of colorectal cancer patients
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relapse of patients with CRSWNP. Results The YKL 40 TLR4 mRNA level of NF kB 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 kB and increased EOS in tissue are
independent risk factors that affect the relapse of CRSWNP patients P<0.05 . Conclusion 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 affecting the prognosis relapse of CRSWNP and is of great significance for clinical
prediction of the disease progression of CRSWNP patients.

KEY WORDS  Chonic sinusitis with nasal polyp YKL 40 TLR4 EOS
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