2020 10 12 10

74

Volume 12 Number 10 October 2020

A B
P305L
human 353
murine 353
rat 353
pig 353
cattle 353
€.914>T, p.P305L sheep 353
chicken 353
gorilla 352
A. Sanger KIF1A ¢.914C>T p.P305L
B. KIF1A p.P305L KIF1A 294 353
P1297 Sanger KIF1A p.P305L

Figure P1297  Sanger sequencing results of proband family and KIF1A gene p.P305L amino acid sequence of

different species



1998

2017 2018

SARS

2020

SCI 40

1

176.017

2003 2008
2013

2018

80
36.13

2003
2011

2008

2011

““Characteristics of

pediatric SARS CoV 2 infection and potential evidence for persistent fecal viral shedding””

Nature Medicine

32

1%

2020

6

16



B 5% %7 51

HMSPL?J MD KMJCASJ?P B6?ELMQRGCAQ ?LB RFCP?NW

0.0. /. /0

/. 52 @ykmlrfjw Tmjskc /0 Lsk™cp /. Marm cp 0.0.

Pcgnmlqg™jc Glgrgrsrgml
Qnmigmp
Mpe_Igxcp

Chbgrmp ¢l Afycd
Amlgsjr_Ir

Chbgrmp gl Afgcd

K _1_egle Bgpcarmp
2qgmag_rc Chgrmp
Chgrmpg_j Mddgac
Chgrmpg

Chyrgle

?bb
Rcj
Cik_gj

AQQL
Npglrgle
Ns~jigf B_rc
Npgac

179 11 510620
020 32290789-206 32290789-201
jmdt  vip.163.com
ISSN 1674-6929
CN 44-1656/R
46-283

440100190057

2020 10 18
RMB 15.00

Sun Yat sen University

China Family Doctors Magazine Publisher Co. Ltd.
Da An Gene Co., Ltd. of SunYat sen University
ZHANG Yipeng

SHEN Ziyu

LI Ming

JIANG Xiwen

LIU Yue

<JOURNAL OF MOLECULAR DIAGNOSTICS AND THERAPY> Editorial Office
LI Xiaolan LI Caizhen MO Yuanhao

China Family Doctors Magazine Publisher Co. Ltd.

11 FI., Xianglong Building, 179# Tian he bei Lu, Guangzhou, China 510620
020 32290789-206 32290789-201

jmdt@vip.163.com

ISSN 1674-6929

CN 44-1656/R

TianYi Yofus Technology Co., Ltd.

2020.10.18

RMB 15.00






b

B 545U A% E

2020 10 12 10
................................................ 1281
B27 1285
MLPA
................................................................................. 1289
1 KIF1A 9
.................................................................................... 1294
CTCs cfDNA 1298
VEGF IL 18 MCP 1
....................................................................................... 1303
sFGL2 1307
....................................................................................... 1311
Th1/Th2
1315
miRNA 4534
.................................................................................... 1319
ALP CYFRA211
....................................................................................... 1323
B arrestin2 RBP4 FGF 21 2
.................................................................................... 1328
miR23b3p 1332
PCOS IL 17A Betatrophin CD68
.......................................................................................... 1336
OSAHS ADMA 25 D BMI
................................................................................................... 1341
hrHPV E6/E7 mRNA
.................................................................................... 1345



25 D IL 17
.......................................................................................... 1349
CTRP1
.................................................................................... 1353
ASFIB 1357
CD56
.................................................................................... 1363
HIF la VEGF TIMP
....................................................................................... 1367
SD/CRL B HCG E2 IVF/ICSI ET
.................................................................................... 1371
miR 4262 AB49 1375
IGF 1 IGFBP 3 Hcy
.................................................................................... 1380
CD64
.......................................................................................... 1384
AT  Lp PLA2
............................................................................................. 1388
LncRNA LINCO01857 Siha
................................................................................. 1392
NAG NGAL LFABP
.................................................................................... 1397
miRNA 320a hTcf 4 (3 catenin
.......................................................................................... 1401
C CT
1406
1411
....................................................................................... 1415
mR223p IL1B i 1419
1
....................................................................................... 1424



b

HMSPL~?J MD
KMJCASJ?P BG?ELMQRGAQ ?LB RFCP?NW

Monthly Volume 12 Number 10 October 2020

AMLRCLRQ

COMMENTS

Progress of research on gene editing toward therapeutic applications
[ O LN IR T gl Tz o O = 1 o PP (1281)

ORIGINAL ARTICLES
Establishment of the National reference materials for Human Leukocyte Antigen B27 Nucleic Acid Detection
HU Zebin GAO Fei SUN Nan SUN Binyu LI Lili SUNJing QU Shoufang HUANG Jie .......cccovviiiiiinininninnnn. (1285)
Analysis of MLPA results of aborted embryonic tissue in early pregnancy and its relationship with
maternal age and gestational age

CHEN Xingyuan LUO Shigiang WANG Qiuhua YUAN Dejian XU Zehui WANG Jingren QIN Liugun TANGNing ......... (1289)
A Case Report of Autosomal Dominant Mental Retardation Type 9 caused by a Missense Mutation in Gene KIF1A
SHEN Ru JIANG Hongchao WU Jianmin YANG Xiaohong ZHANG Lin DUAN Lifen LI Haibo ................o.ccevniis (1294)
Application of serum CTCs and cfDNA detection in breast cancer

CHANG Liwei YANG Dongwei  LIU DONGCNEN .. vn e e e et e et e e e e e (1298)
Serum VEGF IL 18 MCP 1 levels of patients with preeclampsia and their relationship with hemorheology indicators
WANG Na WANG Ying WAN Lixin WU Peiwei LAN Lan YAO Li ZHANG Xiachuan LISONg .......cccovvvevvieninnnn. (1303)
The clinical significance of detection of SFGL2 in peripheral blood of patients with chronic hepatitis B

HONG Xiaolv PAN Xiaoping XU Peiyan HUANG XiG0NUA ... cuieiiniie it it i et et e e e (1307)

The value of amniocentesis in the prenatal diagnosis of chromosomal abnormalities in non invasive
high risk cases of prenatal screening

LIU Hui  FANG Huigin  CHEN Wei  YAN Yalan YUAN JING ..ouoniiie e e e e e (1311)
Relationship between Th1/Th2 cell imbalance and disease severity lung injury in patients with sepsis

CHEN Lijun  WANG Jia  ZHANG WENJING ... ten ettt eet et et o et ettt e o et et et e et e et e e e e ve e e en e e neeeetean e e e (1315)
Relationship between serum miRNA 4534 level and pathological staging and prognosis of patients with lung cancer
YANG Shouyan DENG Binbing MENG Xiong WANG Xi MU QIaNtU ........ouiiieiitiiie et it e aee e (1319)
Predictive value of serum calcium ions ALP and CYFRA21 1 for early bone metastases of lung cancer

ZHAO Chedong XU Qian MA JING  ZHANG JIAN ... ettt et e et e et e e et et e e e e e e et ae e e aas (1323)

Expression of B arrestin2 RBP4 and FGF 21 in type 2 diabetic foot and its relationship with glucose and

lipid metabolism

LI Gang JIYinxi FENG Yanbing GAO Yi SONG Xiaofei LI SONG ..ovuvnenitiieiiieie e e e e (1328)
Evaluation value of peripheral blood miR 23b 3p expression level in the condition and prognosis of

children with severe pneumonia

LAV T Yo B I L 13 T=T 1 o o 1 PPN (1332)
Serum levels of IL 17A Betatrophin and soluble CD68 in patients with PCOS and their relationship with

ovarian function

Xl Yandong SHEN Ziwang BAI HONQ ....ouvuiitit it i e e e e e e e e et e et e e e e e ea e eanans (13326)
Correlation of ADMA 25 hydroxyvitamin D and BMI with severity of OSAHS
TAN Xia0Chun  YIN FENGXIAN ... ..ttt et et et e e et e et e et e et et et et e e e een e tea e aen e aeneanns (1341)



b

Correlation analysis between the level of hrHPV E6/E7 mRNA load and cervical intraepithelial neoplasia

GUO Chenhui XU Xiaojing KONG Wei  XIANG MiN ..o iuii it e e e et e e e e e e e e e ae s (1345)
Analysis of the relationship between serum 25 hydroxyvitamin D IL 17 levels and diabetic retinopathy

SUN Xiaofei FAN HUIJIE  TIAN YONG  ..oiriit ittt ettt et e e et et e et et e et r et e e et een e e (1349)
The value of serum CTRP1 and uric acid levels in clinical diagnosis of coronary heart disease

WANG Zhengfei YANG Long LAN Zhanzhan ZHANG Dongdong LIU Chunming ..........cccoviiiiiiiiiiiniiiie e, (1353)
Effect of ASF1B on the malignant behavior of endometrial carcinoma cells and its mechanism

BALJU  DOU ZEJIA et oee et oot et oot e ettt (1357)

Relationship between the expression of CD56 and the clinicopathological features of papillary thyroid carcinoma
and its predictive value for distant metastasis

XU Chao SHENG Yiquan GE Liwei SHEN HAIYING ....ooie ittt e e e et ettt et e e eeen e (1363)
Correlation between HIF 1o VEGF TIMP and pressure injury after heart valve replacement
SHEN Ronghua XIE Jing LIU Yan LI Xiuli FENG JUNYAN .. .iuinii e e et et et et e e e e e e e (1367)

Predictive value of SD/CRL ratio combined with serum 3 HCG and E2 levels in early abortion of patients
undergoing IVF/ICSI ET

LU Aihua ZHAO Yongxin LI Jie LIU RUI oo (1371)
Mechanism of down regulation of miR 4262 in inhibiting the metastatic potential of lung cancer cell A549

ZHU LI GONG BO ittt it it et et et et et et et e e e e e e e e e e et e et et et et et et ettt ettt et e et en e (1375)
Changes and clinical significance of IGF 1 IGFBP 3 and Hcy levels in children with congenital hypothyroidism

TANG Ronghua LI Qin  CHEN Xiaorong TANG ZNONGJUN ....euiunen et et e et et ee et et e e e ee e e aeeeeneen (1380)

Application of neutrophil CD64 combined with blood routine in the diagnosis and differential diagnosis of

infectious and non infectious fever in severe patients

DU Xiangyang ZHANG Wenying YAN Lin ..o e e e e e e e e e e e e e e e e eaaans (1384)
Relationship between serum AT Lp PLA2 levels and severity of coronary artery stenosis in patients with

acute coronary syndrome

LEYanping LEXUE WANG Zhen oottt e et et e et e e e e e e et e e et e e e e e e e e e e e (1388)
Oxycodone hydrochloride negatively regulated LncRNA LINC01857 to inhibit the proliferation migration and

invasion of cervical cancer cell Siha

ZHANG Xiushuang XU Mingjun CHE Xiangming CAO Xiuling LI Xia0guang ..........ccoeeeiririiine i ieeeenn 1392
Predictive value of risk scoring model based on serum NAG NGAL and LFABP for hepato renal syndrome in

elderly patients with severe hepatitis B

YANG Xin LIU Xiaojing CHEN Yunru ZHANG Xi XU JUBN  ...uiit it e et et e e e aeeeenees (1397)
Expression and clinical significance of miRNA 320a hTcf 4 and 3 catenin in hepatocellular carcinoma
QI Huiyan, GUO Jian, CHENG YAN Li ...ttt it et e e e e et e et e e et et et et e e e et e rat e aen s (1401)

The clinical significance of cystatin C and CT value of renal effusion in patients with obstructive empyema of
urinary tract stones

GUO Liang XU Pengcheng HU HENGIONG  ..oovniii i e e e e e e e et e e e e e e aaa s (1406)
Analysis of Female Human Papillomavirus infection in Haidian District Beijing
WANG Haibin  ZHANG DONQQiNg  ZHAO JIBO0 ... ceivniiie it et e et et et e e e et et e et et e aeeeen e (1411)

Correlation between the prognosis of cardiac function and serum uric acid and CK MB levels after acute
myocardial infarction

HU Chaoyong ZOU Huawei GAO PENGZNT ...t e et et e e e e e e et e e e e e e een e (1415)

Effect of miR 22 3p on IL 1f induced chondrocyte damage by regulating the expression of TRIM8

LI Wei FENG Shenghua ZHAO JINGMING  ..ouitineit ettt e e e e e e e e et e e et et e e e e e e e e e ean e eanens (1419)
REVIEWS

Research progress of transient Receptor Potential Vanilloid 1 inhibitors in neuropathic pain
SHENG Shuyue TIAN Yinghong ZHANG XINGMEI ...t itie it et e et e et et e et et e e e e eet e aen e aeneanns (1424)



2020 10 12 o 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10

c
>

£ 1281 £

mH o H 21 DNA RNA

3

>’q_
Q

€

€ x 1
Q

HALIN oy BB ]

Progress of research on gene editing toward therapeutic applications
HUA Liang ZHU Bing

Central Laboratory of Guangzhou Women and Children s Medical Center Guangzhou Guangdong China
510120

ABSTRACT  Gene editing refers to a new technology for site specific modification of the genome.
Using this technology you can accurately locate a certain site in the genome cut the target DNA or RNA
fragment at this site and insert a new gene fragment. This process simulates the natural mutation of genes by
artificial means and then achieves the purpose of modifying and editing the original genome of the organism.
Since its birth gene editing technology has experienced five generations of development the technology has
become more and more mature and the editing accuracy has also been improved. It has been more and more
widely used in various biological fields including disease treatment and has become a research hotspot in recent
years. This article briefly reviews the progress of researches on gene editing technology and the therapeutic
applications.

KEY WORDS  Gene editing Therapeutic application
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Establishment of the National reference materials for Human Leukocyte

Antigen B27 Nucleic Acid Detection

HU Zebin GAO Fei SUN Nan SUN Binyu LI Lili SUNJing QU Shoufang HUANG Jie

Division of In Vitro Diagnostic Reagents National Institute for Food and Drug Control Beijing China
100050

ABSTRACT  Objective To establish a national reference material for HLA B27 nucleic acid
detection. Methods  Fresh peripheral blood of HLA B27 positive and negative volunteers was collected
transformed with EB virus and cultured to establish immortalized cell lines. The genomic DNA was extracted
from the cells and prepared for the national reference material which was verified by the next generation
sequencing technology. Moreover the accuracy of the national reference was verified by fluorescence PCR
PCR SSP method and SBT sequencing method with HLA B27 nucleic acid detection reagents from four
collaborative manufacturers. The stability after 3 cycles of freezing and thawing at- 20 and 25 and
homogeneity of the national reference materials were studied as well. Results The national reference materials
of HLA B27 were successfully prepared including 3 HLA B27 positive DNA samples and 7 HLA B27 negative
DNA samples. The reference materials were accurately valued by SBT sequencing and other methods and the
homogeneity of reference material was consistent. The reference material is stable after 3 cycles of freezing
thawing which met the requirements of the national reference material. Conclusion All indexes of the
national reference material for human leukocyte antigen B27 nucleic acid detection meet the requirements and
can be used for the performance evaluation of human leukocyte antigen B27 nucleic acid detection Kit.
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Table 1 Verification results of genomic DNA from 10 Samples
- O ng/uL O B pL  A260/A280 HLAB O > 80
CNGB030299/HLA19061 01 20 30 1.94 B*15:27 B*38:02
CNGB030307/HLA19069 02 20 30 1.82 B*13:01 B*35:03
CNGB030295/HLA19057 03 20 30 1.89 B*15:11 B*51:01
NGB030306/HLA19068 04 2 30 1.89 B*08:01 B*40:06
CNGB030290/HLA19052 05 20 30 1.84 B*52:01 B*58:01
CNGB030125/HLA18005 06 20 30 1.88 B*13:02 B*15:02
CNGB030315/HLA19077 07 20 30 1.88 B*13:01 B*58:01
CNGB030122/HLA18002 08 20 30 1.83 B*27:05 B*48:01
CNGB030153/HLA18024 09 20 30 1.89 B*27:05 B*44:03
CNGB030150/HLA18021 10 20 30 1.8 B*27:05 B*58:01
2 4
Table 2 Verification results of references by detection kits from 4 manufacturers
- AqrH SBT BqrH SBT CorH PCR D-H PCR D-rH, SSP
CNGB030299/HLA19061 01 B*15:27 B*38:02  B*15:27 B*38:02
CNGB030307/HLA19069 02 B*13:01 B*35:03  B*13:01 B*35:03
CNGBO030295/HLA19057 03  B*15:11 B*51:01  B*15:11 B*51:01
NGB030306/HLA19068 04  B*08:01 B*40:06  B*08:01 B*40:06
CNGB030290/HLA19052 05 B*52:01 B*58:01  B*52:01 B*58:01
CNGB030125/HLA18005 06  B*13:02 B*15:02  B*13:02 B*15:02
CNGBO030315/HLA19077 07 B*13:01 B*58:01  B*13:01 B*58:01
CNGB030122/HLA18002 08 B*27:05 B*48:01  B*27:05 B*48:01 B*27:05
CNGB030153/HLA18024 09 B*27:05 B*44:03  B*27:05 B*44:03 B*27:05
CNGB030150/HLA18021 10  B*27:05 B*58:01  B*27:05 B*58:01 B*27:05
3 H a « e Y
AA ovy
H PCR SAY = O H o
HLA B27 i - Ao > +="w 7
12 14 'H —] i H m e:'_
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Analysis of MLPA results of aborted embryonic tissue in early pregnancy and

its relationship with maternal age and gestational age
CHEN Xingyuan® LUO Shigiang® WANG Qiuhua®> YUAN Dejian® XU Zehui* WANG lJingren* QIN
Liugun* TANG Ning?

1. Department of Laboratory Medicine Guangxi Zhuang Autonomous Region People s Hospital Nanning
Guangxi China 530000 2. Department of Medical Genetics Liuzhou Maternal and Child Health Hospital
Liuzhou Guangxi China 545001

ABSTRACT  Objective Using a multiple ligation dependent probe amplification method MLPA to
detect chromosomes in abortive embryos and the genetic etiology of abortion was analyzed in combination with
maternal age gestational age to assist in further genetic counseling. Methods The villus tissue samples of
spontaneous abortion embryos in early pregnancy were collected and genomic DNA was extracted and tested
using two kit probes MLPA P036 PO70 combined with further analysis of statistics such as age and
gestational age. Results A total of 774 samples were collected in this study with a detection success rate of
98.97% 766/774 and an abnormal detection rate of 52.09% 399/774 . The chromosomal aneuploidy anomaly
was 50.26% the karyotype 47 XN +16 were the most common. Chromosomal monomer chromosome
trisomes chimeras other complex aneuploids deletion/duplication chromosomes and other chromosomal
abnormalities were detected. Pregnant women have higher abortion rates in the age group of less than 20 years

720180042
530000
545001
E mail tn825@126.com
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1 MLPA n %
Table 1  Analysis of MLPA test results of aborted embryos n %
MLPA O 3 AN<12AN O AN=12AN O <35 O =35 O
47 XN +2 11 2.76 10 1.49 1 1.08 9 1.75 208
47 XN +3 6 1.5 6 0.89 - 4 0.78 208
47 XN +4 5 1.25 5 0.74 - 4 0.78 104
47 XN +5 5 125 5 0.74 - 4 0.78 104
47 XN +6 8 2.01 8 1.19 - 5 0.97 312
47 XN +7 9 2.26 9 1.34 - 7 136 2 08
47 XN +8 18 451 17 253 11.08 11 2.14 7 279
47 XN +9 5 1.25 5 0.74 - - 5 1.99
47 XN +10 6 1.5 6 0.89 - 5 0.97 104
47 XN +11 6 1.5 6 0.89 - 2 0.39 4 159
47 XN +12 2 05 1 0.15 1 1.08 1 0.19 104
47 XN +13 21 5.26 17 253 443 15 2.92 6 2.39
47 XN +14 13 3.26 11 1.63 2 215 6 1.17 7 279
47 XN +15 27 6.77 24 357 3 3.23 11 2.14 16 6.37
47 XN +16 75 18.8 68 10.1 7 753 51 9.94 24 9.56
47 XN +17 41 4 0.59 - 2 0.39 208
47 XN +18 9 2.26 6 0.89 3 323 4 0.78 5 1.99
47 XN +19 1 0.25 0.25 1 0.15 - - 104
47 XN +20 11 2.76 8 1.19 3 323 5 0.97 6 2.39
47 XN +21 28 7.02 24 357 4 43 11 2.14 17 6.77
47 XN +22 45 11.28 43 6.39 2 215 21 4.09 24 9.56
45 XO 39 9.77 31 4.61 8 8.6 32 6.24 7 279
45 XN 4 1025 1 0.15 - 1 0.19 -
45 XN -21 2 05 203 - - 208
48 XN +10 +11 1 0.25 1 0.15 - - 104
48 XN +12 +16 1025 1015 - - 104
48 XN +15 +16 3 0.75 3 045 - 1 0.19 208
48 XN +16 +22 2 05 2 03 - - 104
48 XN +21 +22 1 025 - 1 1.08 - 104
48 XN +7 +8 1025 1 0.15 - 1 0.19 -
48 XN +9 +15 1 0.25 1 0.15 - - 104
48 XN +3 +5 1025 1 0.15 - 1 0.19 -
48 XN +4 +21 1025 1 0.15 - - 104
48 XN +4 +22 1 0.25 1 0.15 - - 104
48 XN +7 +20 1025 - 11.08 1 0.19 -
48 XN +7 +21 1 0.25 1 0.15 - - 104
46 XN +14 20 1025 1 0.15 - - 104
46 XN +10 20 1025 1 0.15 - - 104
46 X +15 1 0.25 1 0.15 - - 104
46 X +21 1025 1 0.15 - 1 0.19 -
46 X +22 1 0.25 1 0.15 - - 104
46 X +3 1 0.25 1 0.15 - 1 0.19 -
47 XXY 1025 1 0.15 - 1 0.19 -
49 XN +15 +21 +22 1 0.25 1 0.15 - - 104
49 XN +7 +14+ 15 1 0.25 1 0.15 - - 104
46 XN/47 XN +13 1025 1 0.15 - - 104
46 XN/47 XN +2 2 05 203 - 1 0.19 104
47 XN +9/48 XX +7 +9 1 0.25 1 0.15 - - 104
Ypl1.31 1 0.25 1 0.15 - 1 0.19 -
8p23.3 1025 1 0.15 - 1 0.19 -
6027 1025 1 0.15 - 1 0.19 -
2037.3 1025 1 0.15 - 1 0.19 -
1p36.33 1 0.25 1 0.15 - 1 0.19 -
18911.32 1 025 1 0.15 - 1 0.19 -
17p13.3 1 0.25 1 0.15 - 1 0.19 -
15026.3 1 0.25 1 0.15 - 1 0.19 -
14932.33 1025 1015 - 1 0.19 -
14932.33 1025 1 0.15 - 1 019 -
11g25 10p15.3 1025 1 0.15 - - 104
11925 4035.2 1025 1015 - 1 0.19 -
4p16.3 3029 = 1 0.25 1 0.15 - 1 0.19 -
18923 6927 1025 1 0.15 - 1 0.19 104
: 399 100 358 53.19 41 44.09 232 45.22 167 66.53
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2
Table 2 Chromosomes of aborted embryos in different age
groups
0 | |
A O % %
<20 58 43 74.14 10.78
20~25 86 42 48.84 10.53
25~29 142 39 27.46 9.77
30~34 227 105 46.26 26.32
35~39 165 2105 63.64 26.32
>40 86 62 72.09 15.54
le 0.05 0.05
3

Table 3 Chromosomes of aborted embryos in different
gestational weeks

N0 " o O
<12N 673 357 53.05 89.47
>12N 93 42 45.16 10.53

1e 0.05 0.05
3
A% @" o
a v | T A
c DO w K A Y
| "y MLPA
A% B EYH XD
W Y O wh 3
n 61% | O
°T s - 3
n | a1 of 1
96.49% w47 XN +16 = e 47
XN 4221445 XO € | =] |
41.30% n IriIcec Ixcla
" 1de | Al 5 g
O | al H =
"E O e m™m "E O |
O 0T 0~



C1

A 2020 10 12> 10

J Mol Diagn Ther, October 2020, Vol. 12 No. 10

10

tiplex ligation dependent probe amplification J . Clin Gen

et 2016 89 5 620 624.

Q u. Yy K J.O A

2019 11 4 338 342.

Zhang LM Yang YN Zhang RX et al. Comparison of the

etiological constitution of two and three or more recurrent mis

carriage J . Zhonghua Fu Chan Ke Za Zhi 2018 53 12

855 859.

Kaser D. The Status of Genetic Screening in Recurrent Preg

nancy Loss J . Obstet Gynecol Clin North Am 2018 45
1 143 154.

Zhao Y LouJ Sun M et al. Analysis of the cause of preg

nancy failure with combined MLPA assay for subtelomeric re

gions and ultrasonography J . Zhonghua Yi Xue Yi Chuan

Xue Za Zhi 2017 34 1 81 84.

LiH LiuM Xie M etal. Submicroscopic chromosomal im

balances contribute to early abortion J . Mol Cytogenet 2018

11 1 41

Hardy K Hardy PJ. 1 st trimester miscarriage four decades

2015 4 2 189 200.

Yakut S Toru HS Cetin Z et al. Chromosome abnormali

of study J . Transl Pediatri

ties identified in 457 spontaneous abortions and their histo
pathological findings J . Turk Patoloji Derg 2015 31 2
111 118.

Franasiak JM Forman EJ Hong KH et al. The nature of an
euploidy with increasing age of the female partner a review
of 15 169 consecutive trophectoderm biopsies evaluated with
comprehensive chromosomal screening J . Fertil Steril 2014
101 3 656 663.

Stephenson MD  Awartani KA  Robinson WP. Cytogenetic

11

12

13

14

15

analysis of miscarriages from couples with recurrent miscar
riage acase control study J .HumRep 2002 17 2 446 451.
Chiang T Schultz RM Lampson M. Meiotic origins of mater
nal age related aneuploidy J . Biol Rep 2012 86 1 17.
% | i O J.

Y B A K 2017 25 5 47 49+58.
Neusse M Rogenhofer N Dirl S etal. Increased chromosome
16 disomy rates in human spermatozoa and recurrent spontane
ousabortion J . Fertil Steril 2015 104 5 1130 1137.

Z W . A Y

1 A I A 2014 34 9 735
741.
Srebniak M Boter M Oudesluijs G. Application of SNP ar

ray for rapid prenatal diagnosis implementation © O &



O A 2020 10 12 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10
1 * - [ N |
2
1 1 2 1 3 4 5
K O 13, " > 1 K Q

s a s a v 5 n -

3 vw ~  Sanger w0 g KIFIA > H v

| Q 9 a b KIF1A m Y " H c914C>T
p.Pro305Leu T o3 ha A Y BKIFIA
S 1 ToAamy K b LA Y K 3
| Q 9 MRD9 KIFIA -

A Case Report of Autosomal Dominant Mental Retardation Type 9 caused by a

Missense Mutation in Gene KIF1A
SHEN Ru' JIANG Hongchao' WU Jianmin®> YANG Xiachong' ZHANG Lin* DUAN Lifen* LI Haibo®
1. Department of Laboratory Kunming Children s Hospital Affiliated with Kunming Medical University

YuncedL B
20181A047
2019 1 S 25318000001074 -
202005AD160025

1. 650034

2. 650034

3. 650034

4. 650034

5.

315000
E mail duanlifen@etyy.cn E mail lihaibo 775@163.com



O A 2020 10 12 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10 £ 1295 £
| Q 9  Autosomal domi 1
nant mental disorder type 9 MRD9 m
| K ) 1.1
Ho 1 2937 1A Kinesin family v2019 6 & vZ
member 1A KIF1A > Q e =
OMIM 614255 ' 3 KIFIA 7w P Qe -
| K 2K 1 n A 3
Z >2 HSAN2 OMIM 614213 ~ A - v a 3 Vv
1 ¥ 1 G3P2 2014 10 WL T} O e
M o ‘ A 'Q Y ® m Yy 441N Y3 vO
MRD9 ° g MRD9 Q 1 - B 32kg O Apgar O 100
n v o “m sy E 3 ©n ~ 8Y 20 X
- A\V4 R 1 24Y e = 2
A- v 2y O 12Y oo 47
ax A © 3 ® Y T XK S T=CY 3
KIF1A > MRD9_J G o A K~ v &Yg¢
KIF1A > | K 14 KO & \V4 2010 ©O w\M
KIF1A N D pSeIL g N Q B AV
0 K v 7 oY 90cm N 14kg T N
KIFIA ~ S 1 m YHSP O Q3 * X S
Y * 3 3 g S n 3
Al ¥ c A 3 D A -
KIFIA > MRD9 i AT - Romberg + g0
& a - Q - Q
N B KIFIA H B N+ N+ N n +
MRD9 Al 3 - X - 3 13
A B
! 2
1 2 3
A B wvi v4 7Y 3
1 9 MRD9
Figure 1 Physical features of patient with mental retardation autosomal dominant 9 MRD9
1.2 w 1 .
121 «© \V4 v Kyl £
vA © B i c! 1 7} 3
G g oOJd ac 122 a
c W e~ @ B F v
- Ll A B (R | F F H 9K A v



£ 1296 £ O A 2020 10 2% 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10
KO 3 xwe @& A 3|3 £
A Trios 14 3 " H N
+ > CNV 3 3 23
W W we A
DNA oac e o I 3
P A DNA -
Ilumina Novaseq6000 USA X oa
W20 099 Y 4w T
4 20bp 3 ASK hg19 A B €
GRCh37 © "0 o ATIWI  H B.T2WI H 3C.
1 T3 +
NAD A 1523Y 3o _ 2 . ) _
Figure 2 Brain Magnetic Resonance Imaging data of the
2015 |_ KA )5 proband
ACMG <L Ty O
B Q 2YWwD 22 a
CNV N CNV P gPCR n m YA vi
MLPA 3 O - > A KIF1IA c.914C>T p.Pro305Leu NM_
H | W NGS 1/ 004321.7 T 9H 3 S5H
Sanger n) o) ST 1 . (0] >
& 100 3 c.914C>T § 4 o14H co
1.2.3 O W Sanger s T > 305H
aA ESP6500 1000genomes EXAC Po > b Leu §
GnomAD tb H0.001 > 3 ¥ 2.3 Sanger
© PolyPhen 2&SIFTEADD A Mutation Sanger \V4 KIF1A
Taster T > single nucleotide vari c.914C>T p.Pro305Leu =~ 2> e
ants SNV 3y - ACMG =L e v H > >
T v O& K O H = > 4 3y
3 - WES Win SO0& 3
PCR W Sanger WES
w K 3 Mutation Surveyor '>H KIFIA c.914C>T p.Pro305Leu
e KO) O 3 NM_004321.7 m X gnomAD W
> HGMD E T
2 > H 3 Grantham s Distance ©
21 @ 1Db O W
2.1.1 Grantham dist 98 °7 g m O
v a £ H, Pro305 O 90
v Kl 3 W H n S -
2.1.2 d s - A - Y
d + o+ MRI Ty T > 3 - ew
N L n a SIFT Score 0.001 Polyphen2 HVAR Score
3 CT AN 0.999 Mutation Taster Score 1.1 ACMG
K -~ A K - L= 5 s 4 > v i
CMAP H J 1 O v  =MRDIy



O A 2020 10 12 o 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10 £ 1297 £
A w w B
P305L
human 353
w W murine 353
rat 353
pig 353
cattle 353
W €.914>T, p.P305L sheep 353
chicken 353
gorilla 352
AW we >k Sanger ,¥" " €.914C>T p.P305L M Y >3 SH T
eax NT B. ,*" " p.P305L Q 3, " 294353H 7 I B
3 Sanger T p.P305L

Figure 3  Sanger sequencing results of proband family and ,*" ' gene p.P305L

KIF1A >
vy n Q - s
G G 1
‘y 3 '>/A MDR9
’ MRI ~N L
E c 3
1 - MRD9 OMIM
W e N
i 14 n - e 3
30 T cn G X
T o241 MRD9 4
KIF1A W ®
n KIF1A
< ] @l
Y 4y e A°
m ST | A S¥
wl  KIF1A 1 @]
wo ® e S N
14 Q "ee 1« 4 3 v d
T~ AKIFIA Sg wo Ag
KIF1A > m 3
Wy X Vv
H KIFIA MRD9 1
A o® _J Hamdan et al 2011
m Yy T D pT99M ThN 1
A% KIF1A ATP " H
“gEDh ThroogMet T > » T«
KIF1A 7N
KIFIA MD EGFP ~ ip) £
W > X W KIFIA
g | W 3 vl Y A

amino acid sequence of different species

m - WO KIFIAS
KBtA1 W 'l
K G 140

v 7 3 MYTIL
exon 15 N

> WES
c” 3 ¢ m

1 Yoshikawa K Kuwahara M Saigoh K et al. The novel de
novo mutation of KIF1A gene as the cause for Spastic paraple
gia30inaJapanese case J . eNeurological Sci 2018 14 34 37.

2 Pennings M Schouten M1
ants are a frequent cause of autosomal dominant hereditary

. Eur J Hum Genet 2020 28 1

van Gaalen J et al. KIF1A vari

spastic paraplegia J
40 49.

3 Van Beusichem AE Nicolai J Verhoeven J et al. Mobility
Characteristics of Children with Spastic Paraplegia Due to a
Mutation in the KIF1A Gene J . Neuropediatrics 2020 51

2 146 153.

4 Kurihara M
KIF1A Mutation in a Patient With Autism Hyperactivity
Epilepsy Sensory Disturbance and Spastic Paraplegia J .
Intern Med 2020 59 6 839 842.

5 Yoshikawa K Kuwahara M Saigoh K et al. The novel de
novo mutation of KIF1A gene as the cause for Spastic paraple

2019

Ishiura H Bannai T et al. A Novel De Novo

gia 30 in a Japanese case J .
14 34 37.
6 Lee JR Srour M Kim D et al. De novo mutations in the

eNeurological SCI

motor domain of KIF1A cause cognitive impairment spastic
paraparesis
Hum Mutat 2015 36 69 78.

axonal neuropathy and cerebellar atrophy J .
1302



C1

A 2020 10

12 >

10

J Mol Diagn Ther, October 2020, Vol. 12

No. 10

CTCs cfDNA

CTCs a

2014 4 2016 4

5783t
CTCsafDNA & K

2 I’ w7 T

woo A

=

2016028619

T

DNA cfDNA T W S

>

1633 eWws8s 3

m

>

A 1 ¥ 50

CA125cA153 v CEA o)

(S]

>

e O CTCsa@fDNA

AR a&f NA

122000

E mail nujgejo6572@sina.com



O A 2020 10 129 10

J Mol Diagn Ther, October 2020, Vol. 12 No. 10

£ 1299 £

CTCs in breast cancer patients with tumors not smaller than 2 cm was higher than that with tumors smaller than

2 cm the differences were statistically significant 1 0.05 . The positive rate of cfDNA in patients with lymph

node metastasis was higher than that without lymph node metastasis

the differences were statistically

significant 1 0.05 . At 3 years after surgery positive rates of CTCs and cfDNA in the disease progression

group were higher than those in the disease non progression group 1<0.05 . Conclusion

Blood CTCs and

cfDNA detection have high diagnostic value for breast cancer and are closely related to the clinical pathological

characteristics and prognosis of patients.
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33
24  CTCs@efDNA AT A
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Table 3 Relationship between serum CTCs cfDNA levels and clinicopathological features of breast cancer patients 0 %
0 CTCs ce le cfDNA ce le
<40 26 15 57.69 0.591 0.898 21 80.77 0.228 0.973
41~50 34 21 61.76 29 85.29
51~60 19 13 68.42 16 84.21
=60 6 4 66.67 5 83.33
48 31 64.58 0.803 0.669 42 87.50 1.347 0.510
- 17 9 52.94 13 76.47
20 13 65.00 16 80.00
Y 22 14 63.64 0.021 0.885 19 86.36 0.173 0.677
63 39 61.90 52 82.54
cm =2 42 31 7381 4.642 0.031 36 85.71 0.288 0.591
<2 43 22 51.16 35 81.40
TNM O 19 9 47.37 2.932 0.402 15 78.95 0.552 0.907
36 23 63.89 30 83.33
21 14 66.67 18 85.71
9 7 77.78 8 88.89
S¥e} HOD 18 14 77.78 3.702  0.157 17 94.44 2.769  0.250
Wwoo 22 15 68.18 19 86.36
(W%} 45 24 53.33 35 77.78
31 22 70.97 1543 0.214 30 96.77 6.222 0.013

54 31 57.41 41 75.92
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were observed in the three groups and their correlation was analyzed. Results Serum vascular endothelial
growth factor VEGF IL 18 monocyte chemoattractant protein 1 MCP 1
patients in the severe PE group were significantly higher than those in the mild PE group and the control group
1<0.05 . The levels of arachidonic acid induced maximum platelet aggregation rate AA
HCT
PE group and the control group. The levels of AA HCT and D D increased with the severity of the disease

interleukin 18 levels of

hematocrit
and D dimer DD of patients in the severe PE group were significantly higher than those in the mild

and the difference was statistically significant 1<0.05 . Correlation analysis showed that AA HCT D D

VECG
patients with preeclampsia serum VEGF

IL 18 and MCP 1 were all positively correlated 1<0.05 . Conclusion As the disease progresses in
IL 18 MCP 1 levels increase. VEGF

IL 18 MCP 1 and

hemorheological indicators are positively correlated which can be used to judge the condition of patients with

preeclampsia Predictive indicators.
KEY WPRDS
Vascular endothelial growth factor Interleukin 18

Pre eclampsia Hemorheology indicators

Monocyte chemoattractant protein 1
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w Y o H W Table 2 Expression of serum VEGF IL 18 and MCP 1 in
O O the 3 groups X=s
1.2.2 > & 0 VEGF ng/L IL 18 pg/ml MCP 1 pg/mL
B PE 63 126.45+29.41 167.16+20.75 267.05+37.56
arachidonic acid AA & v PE 55 162.05+50.24 194.05+17.42 422.04+53.01
. . 60 39.16+8.41 103.15+27.01 140.26+20.46
hematocrit HCT & J 0B D Dimer DD g e e 210.28 258.33 756.28
Y AAEwW A £ Sigma& 1e 0.000 0.000 0.000
SC 2000 4 A HCT .
= . 3 X+£s
LU n a w  Vin ) ] o
. Table 3 Hemorheology indexes of different population X*s
trobe w 3 000 r/min ;
. .. & 0 AA % HCT % DD pg/mL
- >
30 min v DDewx PE 63 57.06£7.05 035:003 1212026
A € a PE 55 73.47+8.48 0.38+0.05  1.98+0.21
Neth star O AL 60 30.81#6.01 0.30+0.01  0.53+0.11
e 515.76 84.19 72459
13 le 0.000 0.000 0.000
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) @) N ' G Y v ¥Yv H
Z A " °JPE N 1]
21 3 VEGFGL 18@&ICP 1 Y > " n ® G
3 VEGFG&L 18&VCP 1 PE ac Q (c] W ‘y
>PE > T ™ N ko) T A
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Table 4 Levels of VEGF IL 18 and MCP 1 in PE patients and their correlation with hemorheology indexes
AA % HCT % D D pg/mL VEGF ng/L IL 18 pg/mL  MCP 1 pg/mL
fe 1e Sse le gse jl1e e Jle e e e jJe
AA % - - 0571 0.001 0331 0033 0495 0.003 0943 0000 0.834 0.002
HCT % 0.571  0.001 - - 0915 <0.001 0413 0.005 0.392 0003 0.765 0.001
D D pg/mL 0.331 0.033 0.915 <0.001 - - 0.516 0.002 0.467 0.005 0.912 0.000
VEGF ng/L 0.495 0.003 0.413 0005 0516 0.002 - - 0.685 0.007 0.864 0.002
IL 18 pg/mL 0.645 0.012 0513 0.002 0.439 0.003 0.510 0.002 - - 0.739  0.001
MCP 1 pg/mL 0.761 0.001 0.812 0.000 0561 0.001 0903 0.000 0.812 0.002 - -
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The clinical significance of detection of SFGL2 in peripheral blood of patients

with chronic hepatitis B

HONG Xiaolv* PAN Xiaoping® XU Peiyan® HUANG Xiaohua'

1. Department of Infection Diseases Huadu District People s Hospital Guangzhou Guangdong China
510800 2. Department of Clinical Laboratory Huadu District People s Hospital Guangzhou Guangdong
China 510800

ABSTRACT  Objective To evaluate the clinical value of soluble fibrinogen like protein 2 sFGL2
in peripheral blood of patients with chronic hepatitis B CHB . Methods Enzyme linked immunosorbent
assay and real time fluorescent quantitative PCR were detected the levels of plasma sFGL2 and T* (- mRNA
in peripheral blood of 140 CHB patients CHB group in which 25 cases were treated with antiviral drugs

antiviral group &42 HCV patients CHC group and 48 healthy cases control group  comparing the
differences among those groups Spearman correlation was analyzed between sFGL2 level and clinical indexes
in CHB patients estimating the differences in the levels of plasma sFGL2 and T* (- mRNA before and after
antiviral treatment in antiviral group of 25 cases. Results The levels of plasma sSFGL2 and T* (- mRNA in
the CHB group were higher than those in the CHC group and the control group the difference were
statistically significant 1<0.05  no statistical difference between the CHC group and the control group in
plasma sFGL2 and T* (- mRNA 1>0.05. Spearman correlation analysis showed that SFGL2 concentration
and T" (- mRNA expression were positively correlated with HBV DNA ALT and AST 1<0.05 but not
correlated with GGT T Bil and AFP 1>0.05 . The concentration of sSFGL2 and the expression of T* (-

. 510800
2. 510800
E mail pxpwh@163.com
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mRNA after antiviral treatment were significantly lower than before antiviral treatment and the difference was

statistically significant 1<0.05 . Conclusion

SFGL2 is significantly increased in CHB patients which is

closely related to the abnormalities of HBV DNA load ALT and AST and sFGL2 is significantly decreased

after antiviral treatment.

KEY WORDS
- Y 2 soluble fibrinogen like
protein 2 sFGL2 a A A
ap Ay e HH 7911.23 &
7kb™ 2Y 1YT  '3sFGL2Z
T O 9sx A -
AT 1 u B
EH? T SFGL2 A ‘a
o ‘e ° Ay SFGL2
N AY B Yo
K Z w 2 b
O sFGL2 Dowdi T AL A
A O e CHB i
A4~ ee’ A sFGL2 CHB
@ 5o O = CHB
- 3
1
1.1 m
2019 8 1 ~2020 1 22
CHB 140 3D0ed
CHB 86 3, 54 3
38.96+12.07 _geW 25=3 CHB ’
i
16 3, 93 40.65+13.41 3§
B r 2390l
CHC 353 73
40.95+6.24 3O R} I + > 68
390 26 3, 42 3,
36.71+12.85 3~
T "=2492 1=0.116 E ~ 3
A AD& T WEF X KO
KAW || K OXA ¢
= 2019 ’ $ L
2019 ° Ay A b W
" " eh ‘
eh eh
© Tagw 1

Soluble fibrinogen like protein 2 Chronic hepatitis B ELISA gRT PCR

3 DAY Y
H X Ag
1.2
1.2.1 2]
o) 5mL Hb
oI (OJNS | H W H
3y ° D 5mL
HbdI (OIS | "H Wy 30 min
TmMa 15mL W * AN
O n o) w
B 2 AN Y -80 1 Tea
1 500 rpm 20 min O -80 0
1.2.2 X M sFGL2
X7 | 2 sFGL2 H
a W
o W sFGL2 CHB ’
= HBV DNAG I ala
nine aminotransferase ALT & aspartate
aminotransferase AST & y gluta
myl transferase GGT & total bilirubin
TBil 1 alpha fetoprotein AFP _g
1.2.3 ’ N (-
mRNA
Trizol Invitrogen AN Y
RNA™ X = cDNAJw cDNA =

sFGL2 F AGGCAGAAACGGACT
GTTGT sFGL2 R CCAGGCGACCATGAAGTA

CA w GAPGH GAPGH F TGCAC
CACCAACTGCTTAGC GAPGH R GGCATG
GACTGTGGTCATGAG = TS 3 | -

SYBR™ Premix 10 yL Forward primer 10 pmol/uL
2 uL Reverse primer 10 pmol/pL 2 pL cDNA

3uL H,O 8 pL_yg 95 > 2min ~ w
; © 0Y 95 10s 60 45s§p

2 ¢ e eV CT=CT

CT s CT= CT CT - -

3 1 Cteg



O A 2020 10 12 > 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10
1.3 2.3 D~ SFGL2 AT (-
SPSS13.0 © O mRNA
X£s = U 3Y ~
" A O Pearson 1<0.05 = SFGL2 A7 (- mRNA (@)
) - T 1<0.05 33
2 3
21 3 SFGL2 AT (- mRNA O P hepatitis B virus HBV
X K A
3 sFGL2 AT (- mRNA T e T regulatory
CHB >CHC > Tcell Treg e N Y A © "3
T 1<0.05 g3 13 SFGL2 Z, T O Treg
13 sFGL2 T (- mRNA X+s "o < ~
Table 1 Coparing the levels of plasma sFGL2 and T* (- £ ) A A
mRNA in 3 groups X*s s we¥ COLAK sFGL2
&  sFGL2 ng/mL  SFGL2 mRNA - W Al P SFGL2
CHB 93.59+38.96 63.44+38.96 x al €7
CHC 26.08+5.14 12.09+6.70 A AIHO Yu “ N
. SEmm o e wozm 1 SA  n
1e <0.001 <0.001 3
SFGL2 A WYTE |
2.2 SFGL2 A T° (- mRNA A CHB O o g1 SFGL2 ~
LY _ A O A Tregs £ Th1/Th2
Spearman O sFGL2 A HBV DNA s g0 T W Foerster r
G\LTAST N A 1<0.05 AGGCTa A WSEGL2 A S
T Bil@\FP A 1 005 23 v A N A = o N
sFGL2 3 SFGL2 A
Y Ag O sFGL2 o)
O DA HBV A
T N T
WX o) HBV - O &=CHB
c sFGL2 (- A P "3 O sFGL2 ~
s 1= 0.982 AB B HbHBY T
HBV DNA LogF  0.982  <0.001 346 1y 52 5 b HBV A
ALT 0.336  <0.001 0.954.149 )
AST 0346  <0.001 0.336 m n 3 sSFGL2 CHBWY nm n
GGT 0149  0.079 wwi O W & e A g
T Bl 0.045  0.595 %] 18 SEFGL2 HBV DNA -~
AFP 0.005  0.954 A SFGL2 A CHB
3 sFGL2 T (- mRNA X£s
Table 3 Coparing the levels of plasma sFGL2 and T* (- mRNA befor and after antiviral treatment in 25 CHB cases x+s
0 X - e le
SFGL2 25 127.41+24.07 74.40+22.97 48.463 <0.001
7" (- mRNA 25 97.26+12.38 25.72+12.52 22.068 <0.001




£ 1310 £ O A 2020 10 12 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10
- Y Ay 3 SFGL2 DA 6 o £ . fg2'H  a
- - . 3 . kW F 2003 32 6 613 615.
SFGL2 - & TCHB o ' v MO
ve il A J.WE
- 9S&CHB e 2 2004 12 7 385 388.
oct © oV 8 WEF X KOK WEE X OX.
3 ¢ = 2019 AR 8
W CHB 3 ~ 2019 35 12 2648 2669.
SFGL2 © - AN 19 m 9 WEEF X R OX WI=|-ZK KOXK. I
= 2019 J. 2019
. sFeL2 A Y 35 12 2670 2686.
Al SFGL2 ~ £ CHB 10  Gehring AJ Protzer U. Targeting Innate and Adaptive Im
3 C Hb sFGL2 CHB mune Responses to Cure Chronic HBV Infection J . Gastro
A W W\:’JC) CHB enterology 2019 156 2 325 337.
v~ 55 we A -m 11 Chan CW Kay LS Khadaroo RG et al. Soluble fibrinogen
n . like protein 2/fibroleukin exhibits immunosuppressive proper
HBV sFGL2 wyJ sFGL2 i ) _— I .
_ ties Suppressing T cell proliferation and inhibiting maturation
A Tregs A A S A of bone marrow derived dendritic cells J . J Immunol
ko] SFGL2 ©&n X O 2003 170 8 4036 4044,
CHB YE X ) 12 Colak Y Senates E Ozturk O et al. Plasma fibrinogen like
3 CHB A W A protein 2 levels in patients with non alcoholic fatty liver dis

— . X = ease J . Hepatogastroenterology 2011 58 112 2087 2090.

. Y A ?8 CHB G 206 13 AiG YanW YuH etal Soluble Fgl2 restricts autoim

T =3 SFGL2 CHB mune hepatitis progression via suppressing Tc17 and conven

- > G "OeCHB tional CD8" T cell function J . J Gene Med 2018 20 7
i oW 8 e3023.
3 14  YuH LiuY WangH etal. Clara Cell 10 kDa Protein Alle
viates Murine Hepatitis Virus Strain 3 Induced Fulminant
Hepatitis by Inhibiting Fibrinogen Like Protein 2 Expression
J . Front Immunol 2018 9 1 2935.

1 LiuM Leibowitz JL. - Clark da et al. Gene transcription of 15 LuftO Khattar R Farrokhi K et al. Inhibition of the Fibrin
fgl2 in endothelial cells is controlled by Ets 1 and Oet | and ogen Like Protein 2 FeyRIB/RII immunosuppressive path
requires the presenee of both Spl and Sp3 J . Eur J Bio way enhances antiviral T cell and B cell responses leading to
chem 2003 270 10 2274 2286. clearance of lymphocytic choriomeningitis virus clone 13 J .

2 Liu XG Liu Y Chen F. Soluble fibrinogen like protein 2 Immunology 2018 154 3 476 489,

SFGL2  the novel effector molecule for immunoregulation 16 Foerster K Helmy A Zhu'Y et al. The novel immunoregu
J - Oncotarget 2017 8 2 3711 3723, latory molecule FGL2 a potential biomarker for severity of

3 Ye X DingJ ChenY et al. Adenovirus mediated artificial chronic hepatitis C virus infection J . J Hepatol 2010 53
miRNA targetting fibrinogen like protein 2 attenuates the se 4 608 615,
verity of acute pancreatitis in mice J . Biosci Rep 2017 37 17 Dembek C Protzer U Roggendorf M. Overcoming immune

6112 tolerance in chronic hepatitis B by therapeutic vaccination J .

4 LiwWzZ YangY LiuK etal. FGL2 prothrombinase contrib Curr Opin Virol 2018 30 1 58 67.
utes to the early stage of coronary microvascular obstruction 18 " . u 2
through a fibrin dependent pathway J . Int J Cardiol 2019 W Wi S P
274 1 27 34 F 2018 39 6 876 879.

5 Tang M Cao X LiP etal. Increased expression of Fibrino 19 N sz 5 u
gen Like Protein 2 is associated with poor prognosis in pa 2 @ ) 55
tients with clear cell renal cell carcinoma J . Sci Rep 2017 ] W |= 5 2017 37 11 750 755,

71 12676.



O A 2020 10 12 o 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10 £ 1311 £
n Yo x W | Yo esy
2017 1 2019 12 105 3Y (e 39s e
K A oo n O gwi A n O ©
N | 3¢l ~ d8cecl '~ @lcel @ 1 Yw ~
] A @ > S) ROC wROC ; AUC O
N O | 'l 105 3, Y & 3 @ | 83
2 e¥vYB 13cecl ~ 9} 18cecl ~ 133 2lel ~ 513 | 103 wi
A n O Becl -’ £8889% A  =96.19% s
96.88% n O B8cecl ° =9231% A £ 99.05% = 100.00%
N O 2lell ~ £98.04% A £ 97.14% £ 96.30%
n O | £90.00% A  =98.10% £ 98.95% N O
= 95.18% =72.73% A =90.48%_3 N NIPT
»x | E Yoo e EH B a KA  w” S5 3
n oaYo | A

The value of amniocentesis in the prenatal diagnosis of chromosomal

abnormalities in non invasive high risk cases of prenatal screening

LIU Hui FANG Huigin CHEN Wei YAN Yalan YUAN lJing

Prenatal Diagnosis Center of Obstetrics and Gynecology the First Affiliated Hospital of Anhui Medical
University Hefei Anhui China 230022

ABSTRACT Objective  To explore the value of amniocentesis in the prenatal diagnosis of
chromosomal abnormalities in non invasive high risk cases of prenatal screening. Methods A total of 105 non
invasive high risk cases of prenatal screening admitted to our hospital from January 2017 to December 2019
were selected as the research objects and genetic counseling was given. After the patient s informed consent
amniocentesis  karyotype analysis was performed. Based on the clinical follow up results statistical
amniocentesis karyotype analysis was performed to detect various types of chromosomal abnormalities 13
trisomy syndrome 18 trisomy syndrome 21 trisomy syndrome sex chromosomes etc. and the sensitivity
accuracy and specificity of diagnosing various types of chromosomal abnormalities. Receiver operating
characteristic curve ROC and area under ROC AUC were used to analyze the efficacy of amniotic fluid
puncture Kkaryotype analysis for diagnosis of total chromosomal abnormalities. Results Among 105 non
invasive high risk cases of prenatal screening there were 83 cases of chromosomal abnormalities in clinical

2017 1708085MH214
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follow up including 9 cases of 13 trisomy syndrome 13 cases of 18 trisomy syndrome 51 cases of 21 trisomy
syndrome and 10 cases of sex chromosome abnormalities. Based on the clinical follow up results the sensitivity
of amniocentesis karyotype analysis for 13 trisomy syndrome was 88.89% the accuracy was 96.19% and the
specificity was 96.88%. Amniotic fluid puncture karyotype analysis for the diagnosis of 18 trisomy syndrome
had a sensitivity of 92.31% accuracy of 99.05% and specificity of 100.00%. The sensitivity of amniocentesis
karyotype analysis for diagnosis of 21 trisomy syndrome was 98.04% accuracy was 97.14% and specificity
was 96.30%. Amniotic fluid puncture karyotyping analysis had a sensitivity of 90.00% an accuracy of 98.10%
and a specificity of 98.95% the sensitivity of amniocentesis karyotype analysis for diagnosis of total
chromosomal abnormalities was 95.18%  specificity was 72.73% and accuracy was 90.48% . Conclusion
Amniotic fluid puncture has a high prenatal diagnosis value for chromosomal abnormalities in NIPT high risk
populations and can provide a reliable reference for eugenics and postnatal care genetic counseling.

KEY WORDS  Amniotic fluid puncture Non invasive prenatal diagnosis High risk Chromosome
abnormality Sensitivity Specificity Accuracy
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Relationship between Th1/Th2 cell imbalance and disease severity lung injury
in patients with sepsis
CHEN Lijun*  WANG Jia* ZHANG Wenjing*

1. Emergency Department the First Affiliated Hospital of Hebei North University Zhangjiakou Hebei

China 075000 2. Department of Thoracic Surgery the First Affiliated Hospital of Hebei North University
Zhangjiakou Hebei China 075000

ABSTRACT  Objective To explore the relationship between Th1/Th2 cell imbalance and disease
severity lung injury in patients with sepsis. Methods Sixty two patients with sepsis who were treated in ICU
of the hospital from October 2017 to October 2019 were divided into the death group 20 cases and the survival
group 42 cases according to the clinical outcomes after 28 d of treatment. At 1 d before entering ICU and at 1
7 and 14 d after entering ICU contents of Thl cells IFN y*CD3°CD4" T lymphocytes and Th2 cells IL 4°
CD3'CD4'T lymphocytes in peripheral venous blood in both groups were detected by flow cytometry. The ratio
of Th1/Th2 was calculated. The contents of Thl and Th2 cells and Th1/Th2 were analyzed and compared
between the two groups. According to presence or absence of lung injury they were further divided into the
lung injury group 24 cases and lung non injury group 38 cases . The contents of Thl and Th2 cells and Th1/
Th2 were analyzed and compared between the two groups. Results At1 7 and 14 d after treatment contents
of Thl cells and Th1/Th2 in the survival group were significantly higher than those in the death group 1<
0.05 while differences in contents of Th2 cells were not statistically significant between the two groups 1>
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0.05 . The contents of Th1 cells and Th1/Th2 in the lung injury group were significantly higher than those in the

lung non injury group 1 0.05
between the two groups 1 0.05 . Conclusion

while the differences in contents of Th2 cells were not statistically significant
The decrease of Th1/Th2 ratio indicates the aggravation of

disease severity and poor prognosis. The pro inflammatory Th1l cells are increased in patients with sepsis and

lung injury and the Th1/Th2 balance drifts to Th1.
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Relationship between serum miRNA 4534 level and pathological staging and

prognosis of patients with lung cancer
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ABSTRACT Objective  To investigate the relationship between serum micro ribonucleotide
miRNA 4534 level and pathological staging and prognosis of patients with lung cancer. Methods Sixty
four patients with lung cancer lung cancer group who were treated between January 2014 and June 2016 were
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miRNA 4534 and pathological features in patients with lung cancer was analyzed. At 3 years of follow up the
relationship between miRNA 4534 and prognosis of patients with lung cancer was evaluated. Results The
relative expression level of miRNA 4534 in the lung cancer group was higher than that in the benign lung
disease group and the control group the difference was statistically significant 1<0.05 and there was no
significant difference in the relative expression level of miRNA 4534 between the benign lung disease group and
the control group the difference was not statistically significant 1>0.05 . ROC curve showed that the area
under the curve AUC  optimal cut off value
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Predictive value of serum calcium ions ALP and CYFRA21 1 for early bone

metastases of lung cancer
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ABSTRACT Objective  To analyze the predictive value of serum calcium ions alkaline
phosphatase ALP and cytokeratin 19 fragment 21 1 CYFRA21 1 for bone metastases of lung cancer.

Methods Between January 2017 and July 2019
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types of lung cancer were compared. Serum levels of calcium ion ALP and CYFRA21 1 were compared
between patients with and without bone metastasis and patients with different degrees of bone metastases. The
receiver operating characteristic ROC curves were used to analyze the predictive value of serum calcium
ion ALP and CYFRA21 1 in bone metastases from lung cancer. Results The incidence of bone metastases
in this study was 44.88% 57/127 . The incidence of bone metastases from adenocarcinoma was significantly
higher than those from squamous cell carcinoma small cell carcinoma and adenosquamous carcinoma.
However there were no significant differences in the incidences of bone metastases from squamous cell
carcinoma small cell carcinoma and adenosquamous carcinoma 1 0.05 . Serum levels of calcium ion ALP
and CYFRA21 1 were significantly higher in lung cancer patients with bone metastasis than in those without
bone metastasis 1 0.05 and significantly higher in patients with multiple bone metastases than in those
with single bone metastasis 1<0.05 . In terms of single index diagnosis the area under the curve AUC of
ALP was the largest with >95.23 U/L as the cut off value. And its sensitivity and specificity for predicting
bone metastases from lung cancer were 57.89 % and 70.00%. The AUC of combined prediction was 0.765
significantly larger than that of each index single prediction 1<0.05 . With >0.459 as the cut off value the
sensitivity and specificity for predicting bone metastases from lung cancer were 70.18 % and 70.00% .
Conclusion Combined prediction of serum calcium ion ALP and CYFRA21 1 can improve the prediction
efficiency which is better for early warning of lung cancer bone metastases.

KEY WORDS  Serum calcium ion Alkaline phosphatase Cytokeratin 19 fragment antigen 21 1
Lung cancer Bone metastasis
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underwent a physical examination in our hospital were included as the control group. The levels of B arrestin2
RBP4 and FGF 21 in 3 groups were compared and the correlation between (3 arrestin2 RBP4 and FGF 21 and
glucose and lipid metabolism in patients with type 2 diabetic foot was analyzed. Results The level of 3
arrestin2 in the group A was lower than that of the group B and the control group and the levels of RBP4 and
FGF 21 in the group A were higher than those of the group B and the control group. The difference was
statistically significant 1<0.05 . The levels of HbAlc TC TG LDL C HOMA IS and HOMA IR in the
group A were higher than those in the group B and the control group and the differences were statistically
significant 1<0.05 while the levels of HDL C in the three groups were no significantly difference 1>0.05 .
Plasma 3 arrestin2 levels were significantly negatively correlated with HbAlc TC TG LDL C HOMA IR
BMI FFA and HOMA IS levels 1<0.05 . The levels of RBP4 and FGF 21 were significantly positively
correlated with the levels of HbAlc TC TG LDL C HOMA IR BMI FFA and HOMA IS 1<0.05 .
Conclusion 3 arrestin2 RBP4 and FGF 21 are abnormally expressed in type 2 diabetic foot and their levels
are closely related to the metabolism of glucose and lipid. All three promote the development of type 2 diabetic
foot and are expected to become a new target in the treatment of type 2 diabetic foot.
KEY WORDS  f3 arrestin2 RBP4 FGF 21 Type 2 diabetic foot Glucose and lipid metabolism
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Evaluation value of peripheral blood miR 23b 3p expression level in the

condition and prognosis of children with severe pneumonia
WU Ying" LIU Chenggui’

1. Department of Pediatrics Chengdu Women and Children s Central Hospital Chengdu Sichuan China
610074 2. Department of Laboratory Medicine Chengdu Women and Children s Central Hospital Chengdu
Sichuan China 610074

ABSTRACT  Objective To study the value of peripheral blood miR 23b 3p expression level in
evaluating the condition and prognosis of children with severe pneumonia. Methods From June 2017 to
December 2019 180 cases of children with pneumonia were selected 76 children with severe pneumonia were
enrolled in the severe pneumonia group 104 children with common pneumonia were enrolled in the common
pneumonia group and 80 healthy children in the same period were selected as the control group. The expression
of miR 23b 3p in peripheral blood was detected by fluorescence quantitative PCR. The serum contents of tumor
necrosis factor a TNF a interleukin 6 IL 6 and interleukin 10 1L 10 were detected by enzyme linked
immunosorbent assay. The 28 day survival was observed. The difference of cumulative survival rate was
compared by KM curve and the value of miR 23b 3p in predicting survival was analyzed by ROC curve.
Result The expression level of peripheral blood miR 23b 3p in the severe pneumonia group was lower than
that of the common pneumonia group and the control group. The WBC ESR CRP levels APACHE Il score
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serum TNF a IL 6 IL 10 contents in children with low miR 23b 3p expression in the severe pneumonia group
were higher than those of children with high mir 23b 3p expression and the 28d cumulative survival rate was
lower than that of children with high mir 23b 3p expression. ROC curve analysis showed that mir 23b 3p had

predictive value for the 28 day survival of children with severe pneumonia. Conclusion

the low expression of

miR 23b 3p in peripheral blood of children with severe pneumonia is related to the aggravation of the disease

and the activation of inflammatory reaction and it is valuable for evaluating the survival prognosis of 28 days.

KEY WORDS

\V% O
ac

J <

J «

|T|“_E

TX OEi > [S)
WBC & X CRP a ESR
s 315 1
¥ Y 1l acute physiology and chronic health
evaluationll APACHEII O TW
O e<=?* X o s Ak
T A " 3 RNA microRNA
miR ™M O
n miR 23b 3p
Al w
ERIO A miR 23b 3p
v Tesy

11
2017 6
180 3, \Y4
ew
5.58+1.02 104 =,
ey 59 3 a

2019 12

76 3,
10 3ac

vos
36 3
vos
45 =, 6.11+1.21
57 | 803 Vv O=s e
Y 4538 3B 6.02£0.94 33
m T 1>0.05
E~ . B
A A “hv
L 201311 ¥ A
AN H W i 3

7, . -

A 8 (] n

W 3 x A 3

1.2 AN miR 23b 3p
e D N H W

severe pneumonia miR 23b 3p inflammatory response prognosis prediction

mR ) H W a o A
- miR X H W
N WY miRNX scDNA 7
miR  w PCR H W a
PCRN 1 cDNA 1 yL&CR
10 uL&EO0 pmol/L ® 3 04 uLa
20 pL O&EmiR 23b 3pw >
u6 3 w PCR AD
94 > 2 3minT 94 15s&&0 40s 40
Y PCR X ~X
W e Cyclethreshold Ct wUs=TD
miR 23b 3p 3
1.3
e > X M
H 2 a a
TNFoa @ 4 6 IL6 & 4 10 IL 10
’ ’ H W
SN &
1.4 v - T
\Y4 H 28 d
Y T ° B W Hy
1.5
SPSS 21.0 ©
S = U
O a Y A KM
Log rank miR 23b 3p -
O 31<005=

>
I+

ROC
T3

21 3 D N miR 23b 3p
3 D AN miR 23b 3p
> >
T 1 0.05 A
T 1 005 3 13



£ 1334 £ O A 2020 10 12 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10

1 3 miR 23b 3p X+s A Y miR 23b 3p \Y4
Table 1 Comparison of miR 23b 3p expression in peripheral H miR 23b 3p v WBCE&ESRCGERP

blood of 3 groups  X+s W APACHEII ©

x n miR 23b 3p T 1 005 3 23
76 0.60+0.21 g .
104 0.8940.25 2.3 ] W miR 23b 3p AV
80 0.96+0.22
Fe 94.520 A W miR 23b 3p v
pe 0.000 .
H mMiR 23b 3p \V4 TNF aa&L 6@l 10
2.2 W7 miR 23b 3p \Y4 ) T 1 005 3
W APACHEIl O 33
2 miR 23b 3p APACHEII X*s

Table 2 Comparison of laboratory indexes and APACHE Il scores of children with different miR 23b 3p expression in
Severe pneumonia group XS

miR 23b 3p 0 WBC(x109/L) ESR(mm/h) CRP(mg/L) APACHEIl O(0)
H 38 17.2743.72 45.49+8.39 62.32+11.35 16.47+3.21
38 12.55+3.02 36.62+6.41 49.83+10.44 12.45+2.26
le 6.072 5.179 4.993 6.312
le 0.000 0.000 0.000 0.000
3 miR 23b 3p
- 100
Xts < miR 23b 3p
Table 3 Comparison of serum inflammatory factors between H iR 23b 3p
children with different expression of miR 23b 3p in severe 50

pneumonia group X=*s

miR 23b 3p 0 TNF a IL 6 IL 10
ng/mL ng/mL pg/mL 0 7 X " . 2 %
H 38 52.39+9.39 104.58+22.54 86.68+13.47 )
38 43.11#8.37 814741658 65.47+11.09 1 miR 23b 3p 28
le 4.548 5.091 7.493 KM
1< 0.000 0.000 0.000 Figure 1 KM curve of 28 day survival of children with
different mir 23b 3p expression in severe pneumonia group
2.4 WY miR 23b 3p v 28
\¥2 100
A v 28 Y KM 80
Log rank A W T e
miR 23b 3p v H miR 23b 3p 0
Vv 28 H T 2
1 005 3 13 0 20 40 60 80 100
2.5 miR 23b 3p v 28 P
ROC O 2 miR 23b 3p 28 ROC
A miR 23b 3p v 28 Figure 2 RF)C f:urve- of mlR-23b 3pin predlctln-g 28 day
survival in children with severe pneumonia
ROC : £ 0.6818 $*
0.5522~0.8115&=0.013 < 3
A4 < £ 0.575 e 28
£ 2.713%a £ 57.14% 3 \% - E &

2y e n e @ H



O A 2020 10 12 o 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10 £ 1335 £
3 A T n ) v o T w 3
G WD v AN
v "&eaH H ‘'3 A O miR 23b 3p H A ca N
@) W s - v A’ c 28 = Tees X
w T e Vv Q™ 7 i 3
(S) e miR 23b 3p v w T T
TP U T Y e=e g~ miR 23b 3p
WBCERPGESR c ~ 7T n W w 9 3
G v
- T 3
miR 3 UM E 1 ANe 20152017 ®» v }
o SAlT X @ o - A I a
> 2019 26 3 282 285.
aca &£H 3 miR ) ) o
2 Kida Y Ohshimo S Kyo M et al. Retrospective immuno
e G v histological study of autopsied lungs in patients with acute ex
W in Do J—miR m acerbation of interstitial pneumonia managed with extracorpo
6 RNA ~ real membrane oxygenation J .J Thorac Dis 2019 11 11
Y c >ac3 £H 4436 4443.
gmiR23b3p & m B s Y . ¥
i _ - STREM 1 GA\PACHE OW SOFA U
miR3-5 A '_']' v W el.w uv 2020 22
miR 23b 3p A THP 1 wJ 6 626 631
Nty 4 ’ .miR23b3p ~ PALM3
T o4 2 EHw T
A 5 W miR 23b 3p J I=LI|J_ N 2020 24 6 99|(=3 1002.
i . W XKv OXKM™M AY kv A
A n v A YmiR 41K, v - = 2013 11 S}
23b3pH m miR 23b 3p~ 1w Ry 2013 51 10 745 752.
0 | IL 6a&L 10 6 " . e
"E 3 B wri vi O J.WE F 2020 29
N a 7 970 975.
W TNF acl 6aL 10 * e | Y
B . ~ un a W O J.w
jA O AT EF 2020 30 8 1275 1280.
APACHEII O 00 €@ T 8 Herkt CE Caffrey BE Surmann K et al. A MicroRNA Net
v K A work Controls Legionella pneumophila Replication in Human
~ 24h i‘ ~ DN | W G Macrophages via LGALS8 and MX1 J . mBio 2020 11
v T W 3 2 e03155 19.- N .
. 9 Bertrams W Griss K Han M et al. Transcriptional analysis
" v AN mlR 23b 3p H identifies potential biomarkers and molecular regulators in
YA G AT m B pneumonia and COPD exacerbation J . Sci Rep 2020 10
miR 23b 3p ~ Tes 28 1 241
Y N ~ KM 6 = 10 WuX WuC GuW etal Serum Exosomal MicroRNAs
A miR 23b 3D "E v Predict Acute Respiratory Distress Syndrome Events in Pa
. . tients with Severe Community Acquired Pneumonia J .
H VmIR 23b 3p H _ A Biomed Res Int 2019 5 2019 3612020.
v " o A ROC V) 11  Lee A Kim SN. Serum MicroRNA on Inflammation A Lit
miR 23b 3p v 28 Y erature Review of Mouse Model Studies J . Biomarkers

E e miR 23b 3p s

2020 17 1 38. 1340



C1

2020

10

12 >

10

J Mol Diagn Ther, October 2020, Vol. 12 No. 10

2019BEG03041



O A 2020 10 12 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10 £ 1337 £
1 0.05 . There was a positive correlation between serum IL 17A Betatrophin sCD68 and homa insulin
resistance index HOMA IR  serum luteinizing hormone LH /follicle stimulating hormone FSH  anti
Miillerian hormone AMH the difference was statistically significant 1<0.05 . There was a negative
correlation between serum IL 17A Betatrophin sCD68 HOMA IR LH/FSH and ovarian reactivity and a
positive correlation between serum AMH and ovarian reactivity the difference was statistically significant 1<
0.05 . After controlling for HOMA IR LH/FSH AMH and other factors serum IL 17A Betatrophin and
sCD68 were still significantly correlated with ovarian reactivity and the difference was statistically significant
1<0.05 . Conclusion The levels of serum IL 17A Betatrophin and sCD68 in PCOS patients are
significantly increased which are closely related to the patient s ovarian function and insulin resistance and are
negatively related to the patient s ovarian response to ovulation induction therapy.
KEY WORDS  Polycystic ovary syndrome Interleukin 17A Betatrophin Soluble CD68 Ovarian
function
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group and 25 hydroxyvitamin D was significantly lower than that of the control group The difference was
statistically significant 1<0.05 blood gas analysis the level of PaCO, in OSAHS group was higher than that
in normal control group while PaO, SaO, and pH levels were lower than those in normal control group the
difference was statistically significant 1<0.05 sleep structure sleep latency total time of awakening and
times of awakening were greater than those of normal control group and total sleep time was shorter than that
of normal control group the difference was statistically significant 1<0.05 The number of apnea times of
hypoventilation and AHI in OSAHS group were significantly higher than those in control group 1<0.05 .
Pearson test showed that serum ADMA and BMI were positively correlated with the severity of OSAHS while
25 hydroxyvitamin D was the opposite. Conclusion The increase of ADMA BMI and the decrease of 25
hydroxyvitamin D can directly lead to the generation and development of OSAHS. It is important to control and
improve ADMA 25 hydroxyvitamin D and BMI for the prevention and treatment of OSAHS.
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Table 2 Comparison of various detection indexes among 4 groups of subjects X+s
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Correlation analysis between the level of hrHPV E6/E7 mRNA load and

cervical intraepithelial neoplasia
GUO Chenhui* XU Xiaojing> KONG Wei* XIANG Min*

1. Department of Otology Zhengdong Hospital of The First Affiliated Hospital Zhengzhou University
Zhengzhou Henan China 450000 2. Department of Gynecology Nanyang Central Hospital Nanyang
Henan China 473000 3. The Second Ward of Department of Gynecology Zhengdong Hospital The First
Affiliated Hospital Zhengzhou University Zhengzhou Henan China 450000 4. The Second Ward of
Department of Gynecology River Hospital the First Affiliated Hospital Zhengzhou University Zhengzhou
Henan China 450000

ABSTRACT  Objective To analyze the correlation between level of high risk human papilloma
virus  hrHPV  E6/ETmRNA load and cervical intraepithelial neoplasia CIN . Methods A total of 176
patients who were diagnosed with cervical lesions in our hospital from December 2016 to June 2019 were
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retrospectively analyzed. Among them there were 144 cases in CIN group 62 cases at grade | 45 cases at
grade 37 cases at grade and 32 cases in the cervical cancer group. Another 50 patients with chronic
cervicitis who were admitted during the same period were enrolled as the chronic cervicitis group. The cervical
deciduous epithelial cells were collected aseptically. The grades of cervical cytology Bethesda System TBS
were detected by Thinprep cytology test TCT . The levels of 13 hrHPV DNA loads were detected by hybrid
capture HC . The levels of the 14 kinds of HrHPV E6/E7 mRNA load were detected by branched chain
DNA. The differential diagnosis values of hrHPV E6/E7 mRNA and hrHPV DNA load in CIN was analyzed by
ROC curves. The correlation between hrHPV E6/E7 mRNA hrHPV DNA load and severity of CIN lesions
was analyzed by Pearson correlation analysis. Results The hrHPV DNA and hrHPV E6/E7 mRNA load
were the highest in the cervical cancer group followed by the CIN group and the chronic cervicitis group 1<
0.05 . AUC of hrHPV E6/E7 mRNA for differential diagnosis of CIN and chronic cervicitis was 0.816 1<
0.05 AUC of hrHPV DNA for differential diagnosis of CIN and chronic cervicitis was 0.561 1>0.05
AUC values of hrHPV E6/E7 mRNA and hrHPV DNA load for differential diagnosis of CIN and cervical
cancer were 0.736 and 0.698 respectively 1<0.05 . With the increase of TBS and CIN grades hrHPV DNA
and hrHPV E6/E7 mRNA load were significantly increased 1<0.05 . Both hrHPV E6/E7 mRNA and hrHPV
DNA load were significantly positively correlated with severity of CIN lesions S 0.285 0.621. 1<0.05 .
Conclusion The level of hrHPV E6/E7 mRNA load has a significant correlation with the severity of CIN
lesions and can be applied for the differential diagnosis of CIN and lesions assessment.

KEY WORDS  High risk human papilloma virus Cervical intraepithelial neoplasia Cervical cancer
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Analysis of the relationship between serum 25 hydroxyvitamin D IL 17 levels

and diabetic retinopathy
SUN Xiaofei FAN Huijie TIAN Yong
Department of Endocrinology Zhengzhou People s Hospital Zhengzhou Henan China 450000

ABSTRACT  Objective To explore the relationship between levels of serum 25 hydroxyvitamin D
25 OHD and interleukin 17 IL 17 and diabetic retinopathy DR . Methods 348 patients with diabetes
mellitus DM admitted between January 2018 and December 2019 were selected for this study. According to
the results of fundus examination they were divided into the diabetic retinopathy group DR group 0=140
and the non diabetic retinopathy group NDR group 0=208 . The levels of disease related indicators
glycosylated hemoglobin HbA1C  low density lipoprotein cholesterol LDL C  systolic blood pressure
SBP  superoxide dismutase SOD  and 25 OHD and IL 17 were compared between the DR group and the
NDR group. Spearman analysis was used to analyze the correlation between disease severity and levels of 25
OHD and IL 17 in the DR group. Pearson analysis was used to analyze the correlation between 25 OHD IL 17
and disease related indicators in the DR group and logistics regression analysis was used to analyze the
influencing factors of DR occurrence. Results The levels of HbA1C LDL C SBP and IL 17 in the DR
group were higher than those in the NDR group 1<0.05  while the levels of SOD and 25 OHD in the DR
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group were lower than those in the NDR group 1 0.05 . Spearman correlation analysis showed the disease

staging of DR patients was negatively correlated with 25 OHD 1 0.05

positively correlated with IL 17

level 1 0.05 . Pearman correlation analysis showed that 25 OHD was negatively correlated with HbA1C and

SBP 1 0.05 and positively correlated with SOD 1<0.05

and not correlated with LDL C 1 0.05 . IL 17

was positively correlated with HbA1C LDL C and SBP 1 0.05 and negatively correlated with SOD 1

0.05 . Logistics regression analysis showed that IL 17 was a risk factor affecting DR 1 0.05

a protective factor affecting DR 1 0.05 . Conclusion

and SOD was

25 OHD and IL 17 are closely related to the

occurrence and progression of DR. Monitoring the two indicators of DM patients has certain clinical value.
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The value of serum CTRP1 and uric acid levels in clinical diagnosis of coronary

heart disease
WANG Zhengfei YANG Long LAN Zhanzhan ZHANG Dongdong LIU Chunming

Department of Cardiac Surgery the 7th People s Hospital of Zhengzhou Zhengzhou Henan China
450016

ABSTRACT  Objective To explore the value of serum Clq tumor necrosis factor related protein
CTRP1 and uric acid SUA levels in the clinical diagnosis of coronary heart disease. Methods 140
patients with coronary heart disease admitted between January 2019 and December 2019 were selected as the
research subjects observation group  and the patients in observation group were divided into the myocardial
infarction group AMI group 0=46 the unstable angina group UA group 0=75 and the chronic stable
angina pectoris group SAP group 0=19 according to the types of disease. Another 50 healthy people who
underwent physical examination during the same period were selected as the control group. The general data
gender age body mass index BMI  systolic blood pressure blood creatinine SCr  total cholesterol
TC triglycerides TG low density lipoprotein cholesterol LDL C and levels of serum CTRP1 and SUA
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were compared between the two groups. Levels of serum CTRP1 and SUA were compared among patients with
different types of coronary heart disease. The efficacy of serum CTRP1 and SUA was analyzed in the diagnosis
of coronary heart disease. The relationship between the disease severity of patients with coronary heart disease
and serum CTRP1 and SUA levels was analyzed. Results There were no significant differences in SCr and TC
between the two groups 1 0.05 and the BMI systolic blood pressure TG and SUA in the observation
group were higher than those in the control group 1<0.05 while the LDL C and CTRP1 in the observation
group were lower than those in the control group 1<0.05 . Comparison of CTRP1 level in the different groups
showed that the control group > the SAP group > the UA group > the AMI group 1<0.05 . Comparison of SUA
level showed that the control group < the SAP group < the UA group < the AMI group 1<0.05 . ROC curves
showed that CTRPI and SUA were effective indicators in the diagnosis of coronary heart disease 1<0.05 and
the area under the curve of combined diagnosis of CTRPI and SUA was the largest. Comparison of CTRP1 level
in patients with different lesion counts of coronary artery disease showed that three vessel disease < double
vessel disease < single vessel disease < the control group 1<0.05 . Comparison of SUA level showed that three
vessel disease > double vessel disease > single vessel disease > the control group 1<0.05 . Conclusion
Serum CTRP1 and SUA are related to coronary heart disease patients and the number of vascular lesions.
CTRP1 combined with SUA has a higher diagnostic efficiency for coronary heart disease.

KEY WORDS  Coronary heart disease Diseased vessel count Serum C1q tumor necrosis factor
related protein Uric acid
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Effect of ASF1B on the malignant behavior of endometrial carcinoma cells and

its mechanism
BAI Ju' DOU Zejia®

1. Changde Maternal and Child Health Care Hospital Changde Hunan China 415000 2. Department of
laboratory medicine People s Hospital of Longzi County Shannan Xizang China 856600

ABSTRACT  Objective To explore the expression of ASF1B in endometrial cancer and its relation
ship with the malignant behavior of cells. Methods The tumor tissues and adjacent tissues of 68 patients
with endometrial cancer diagnosed were collected. The real time fluorescence quantitative PCR gRT PCR
was used to detect the expression of ASF1
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overexpression group the recovery group significantly decreased in vitro proliferation and metastasis ability

and the levels of FOXM1 CDK®6 and VEGFB were significantly reduced. Compared with the non sense

group the proliferation and metastasis ability of cells in the interference group were significantly reduced and

the expression levels of FOXM1 CDK6 and VEGFB were significantly decreased 1<0.01 . Conclusion

ASF1B can promote the expression of FOXM1 promote the proliferation and metastasis of endometrial cancer

cells and enhance their malignant phenotype.
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Figure 1 Expression of ASF1B in endometrial cancer and the biological information analysis of its clinical significance
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Figure 2 Expression of ASF1B in endometrial cancer and the biological information analysis of its clinical significance

2 ASF1B mRNA

0 %

Table 2 The relationship between asf1lb mRNA expression and clinical data of patients 0 %
ASF1B mRNA W
> 0
0=68 T 32 15 22.0 17 25.0
19 9 132 10 14.7
10 6 8.8 459 0.720 0.868
eh 7 459 3 44
FIGOOD 0=68 ~ 51 21 30.9 30 44.1
~ 17 13 19.1 459 6.353 0.012
Yo} 0=68 0o 23 11 16.2 12 17.6
Wwoo 21 8 11.8 13 19.1 2.734 0.255
HOD 24 15 22.1 9 13.2
0=68 - 53 22 324 31 45.6
+ 15 12 17.6 3 44 6.928 0.008
g 015 24 . Q\Ue
g aaa .
B o010 i Q
i I Q
3 0.05 n
E E T |
& 0.00 Nomal Cancer ‘Q "E J_ T 1 005
#1<0.001 T3 4y
3 ASF1B o i
2.5 Qwe
Figure 3 Expression of ASF1B in tumor tissues and adjacent i Q
tissues of patients with endometrial cancer 48~96 h
Control Overexpressin Recovery Non sense Interference 250 Invasion Migration 150 Invasion Migration
g v 200 aa aa “ aa
§ E 150 E 100
N é 100 aa aa é “
2 50 g 50
< 0
E & S q@ S © 0
SE 0{:& &z & § Q?S@?Qg%o e“&% {@@\& %é\a@ @é\d’“
oF 0\\%‘ & & & &
*1<0.01 T
4 x400

Figure 4 The invasion and migration capabilities of each groups of cells and their comparison crystal violet staining x400



O A 2020 10 12 o 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10 £ 1361 £
| ‘Q  48~96 h "E T MRNA H
| ‘Q  48~96 h E FOXM1&DK6 ¥ VEGFB  mRNA H
3 T 1<0.05 53 H T 1<0.05 3
20 Control 25 Non sense FOXM1c&DK6 ¥/ VEGFB MRNA
R 2 g:s;i?:;esswn . 2 Interference aa HHD a T 1<
E 2 g " 0.05 43
T 15 aa B
2 10 g 0 3 HEC 151 FOXM1 CDK6 VEGFB
E ; aa E s a
0 0 Table 3  Gene expression levels of FOXM1 CDK®6 and
0 24 48 72 9% 0 24 48 72 9% VEGFB in HEC 151 cells
Hours Hours —
5 O FOXM1 CDK®6 VEGFB
. . . . 1.00+0.07 1.00+0.10 1.00+0.12
Figure 5 The proliferation ability of each groups of cells and 3.12+0.33 2 59+0.12 235+0.21
their comparison 1.11+#0.12  0.80+0.11 0.75+0.16
. ) e 11.75 7.92 7.26
2.6 ASFIB&0OXM1&DK6 vJ VEGFB l1e <0.05 <0.05 <0.05
ve
ASF1IBGFOXM1GCDK6G W 4 KLE FOXM1 CDK6 VEGFB
VEGEB o Table 4 Gene expression -Ievels of FOXM1 CDKG®6 and
. VEGFB in KLE cells
FOXM1&DK6 vJ VEGFB —
. y FOXM1 CDK®6 VEGFB
H H FOXM1GCDK6 & 2
T 1.00+0.09 1.00+0.07 1.00+0.09
VEGFB HHb T 3 0.19+0.02  0.26£0.04  0.35+0.04
T 1<0.05 6 = 24.80 16.23 8.95
le <0.05 <0.05 <0.05
A B C aa
aa A
ASF1B 22 kDa B 3
FOXM1 84 kDa aaaa a aaaa ¢
CDK6 37 kDa “ ~ 1 ASF1 ©= H3/H4 ¥
VEGFB 22 kDa SA O W
b actin 42 kDa A Y A 7 . B O
D E 15 o ASF1B 7 A
® aa aa aa aa N
Aorie R A i A AKT/P70 S6K1 Y OA°S 3
Fox o g ASF1B = “API3K/AKT b £
CDK6 37 kDa 2 o5 - B
= H°® ASF1B 1 H33A YO "n
22 kD e
VEGFB a 0.0 o N . o 8 :l— ASF].B - eg
b actin 42 kDa %Q\/ _\_@ QQ- Q,é( & ) ;
v oo © © S>A N N 3o
A B ¢ b T F n M ASFIB A a
#1<0.01 = -
<00 T FOXM1 i W A
6 ASF1B FOXM1 CDK6 VEGFB -
FOXM1 nA A
9 - -
Figure 6 The protein level of ASFIB FOXM1 CDK®6 and > FOXM1 H
10 -
VEGFB in each groups of cells and their comparison S = ASF1B FOXM1
T wn o 3
2.7 FOXM1c&EDKG6 vJ VEGFB 6( ASF1B T =
i o< n Wi M

FOXM1&DK6 ¥ VEGFB

ASF1B T W YA



£ 1362 £ O A 2020 10 12 J Mol Diagn Ther, October 2020, Vol. 12 No. 10
i U a vw - A 2 Townsend MH Ence ZE Felsted AM et al. Potential new
ASFIB ~ SA T AN :l: biomarkers for endometrial cancer J . Cancer Cell Int 2019
n o a FOXML A R _ _
. - 3 Natsume R Eitoku M Akai Y et al. Structure and function
ASF1B i W A of the histone chaperone CIA/ASF1 complexed with histones
ASF1B ~ a FOXM1 H3and H4 J . Nature 2007 446 7133 338 341.
T wYn o m | 4 Corpet A De Koning L Toedling J etal. Asflb the neces
ASF1B FOXM1 ¥’ e - G CDK6 W sary Asfl isoform for proliferation is predictive of outcome
", - in breast cancer J . EMBOJ 2011 30 3 480 493.
YEGFB S Y - 5 Han G Zhang X Liu P et al. Knockdown of anti silencing
v Q FOXM1 Q A function 1B histone chaperone induces cell apoptosis via re
ASF1B - ASFIBQ ~ pressing PI3K/Akt pathway in prostate cancer J . Int J On
A FOXM1 W e z "E (VY] col 2018 53 5 2056 2066.
' ‘0 3- ASF1B Y 6 Zhou JQ Qiu T Chen ZB et al. Anti silencing function 1B
— histone chaperone promotes cell proliferation and migration
FOXM1 B ! via activation of the AKT pathway in clear cell renal cell car
- B cinoma J . Biochem Biophys Res Commun 2019 26 511
o ASF1B T noAR 1 165172,
wn ) e’ FOXM1 7 Min Y Frost JM  Choi Y. Nuclear Chaperone ASF1 is Re
—I’ ) 3 s quired for Gametogenesis in Arabidopsis thaliana J . Sci Rep
—- 2019 9 1 13959.
! wb & _ 8 Paul PK Rabagia ME Wang CY et al. Histone chaperone
ASF1B ‘A FOXM1 i ASF1B promotes human 3 cell proliferation via recruitment
Y B K ASF1B A of histone H3.3 J . Cell Cycle 2016 15 23 3191 3202.
FOXM1 = wO = ? L 9 Roh YG MunJY Kim SK et al. Fanconi Anemia Pathway
m - T Activation by FOXM1 Is Critical to Bladder Cancer Recur
A W o 3 rence and Anticancer Drug Resistance J . Cancers 2020 12
6 1417
10 Jeong JH Ryg JH. Broussoflavonol B from Broussonetia ka
zinoki Siebold Exerts Anti Pancreatic Cancer Activity through
1 Bray F Ferlay J Soerjomataram | et al. Global cancer sta Downregulating FoxM1 J . Molecules 2020 25 10 2328.
tistics 2018 GLOBOCAN estimates of incidence and mortali 1 T 1
ty worldwide for 36 cancers in 185 countries J . CA Cancer WSOX14VIM N o Wweid T
JClin 2018 68 6 394 424, 1.6 A 2018 10 5 301 306.
1356
10 . Clg&ETRP1 A 14 o
o A J.w F a A A D J. | @ 2019
2019 11 5 534 536+540. 36 4 776 778.
11 Q .PCT&ERPG c v 15  Yuasa D Ohashi K Shibata R et al. C1g/TNF related pro
Al © es ). Z |— 2019 40 15 tein 1 functions to protect against acute ischemic injury in the
2246 2248 2253. heart J . FASEBJ 2016 30 3 1065 1075.
12 eg e i’ o 16  Kanemura N Shibata R Ohashi K et al. C1g/TNF related
CRP Angptls2 CTRP1 Dowid - J. =+ |— protein 1 prevents neointimal formation after arterial injury
2020 31 8 966 968. J . Atherosclerosis 2017 257 11 138 145.
13 63 ey o 17 ShenL Wang S Ling Y etal. Association of C1g/TNF re

Clq A CTRP1 i
|— 2019 42 10 864 868.

ess ] . WE

lated protein 1 CTRP1 serum levels with coronary artery
disease J . JInt Med Res 2019 47 6 2571 2579.



c
>

2020 10 12 o 10 J Mol Diagn Ther, October 2020, Vol. 12 No. 10

CD56

CD56 A + PTC & A W e
ey 2014 1 2015 3 > Y PTC 184 3,©= PTC
> % 78390 CD56 a1 PTC
Y Kaplan Meier O CD56 e= COX
O T g PTC PTC Y CD56 HHb
T 1<0.05 TNMO ~ a c B PTC Y CD56 H
B -~ c e B PTC T 1<0.05 Kaplan Meier
O CD56 PTC H> CD56 PTC T 1<
0.05 COXO  CD56 c [c=3 PTC T 4
PTC W CD56 A oG n Y Ag
+ CD56 Ly

Relationship between the expression of CD56 and the clinicopathological
features of papillary thyroid carcinoma and its predictive value for distant

metastasis
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Huzhou Zhejiang China 313000

ABSTRACT  Objective To investigate the relationship between the expression of CD56 and the
clinicopathological features of thyroid papillary carcinoma PTC and its predictive value for distant metastasis.
Methods From January 2014 to March 2015 184 PTC patients who underwent surgical resection in our
hospital were selected as the PTC group while 78 nodular goiter patients who underwent surgical resection in
our hospital at the same time were selected as the control group
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metastasis and capsule invasion were the influencing factors for the survival without distant metastasis of PTC
patients. Conclusion The increase of CD56 expression in PTC is closely related to the deterioration of
pathological characteristics and the occurrence of distant metastasis.

KEY WORDS  Papillary thyroid carcinoma CD56 Distant metastasis Prediction Influencing factors
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ICU 161 3, ~ ST 3 B nNYQ KOs
neQ K 54 3354% wi neQ K N 107 66.46% _j HIF loa
VEGF&IMP WAYQ KO A HIF la&/EGF & TIMP - b
" e K G A g MY Q K HIF la&/EGFw TIMP
Ho neYQ K E T 1<0.05 1@ w¥Q K HIF 1a&/EGF &
TIMP H 3c E T 1<005 O K O eHIFla&/EGFw
TIMP o AwQ KO N A 1<0.05 HIF la&/EGF &
TIMP ~ 0] K a wA Hoqr 3 HIF laa
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la T AH *Q K

Correlation between HIF la VEGF TIMP and pressure injury after heart

valve replacement

SHEN Ronghua' XIE Jing® LIU Yan® LI Xiuli* FENG Junyan*

1. Department of Cardiology the First Hospital of Hebei Medical University Shijiazhuang Hebei China
050031 2. Department of Cardiothoracic Surgery Chengde Central Hospital Chengde Hebei China
050000 3. Department of Cardiothoracic Surgery the First Hospital of Hebei Medical University
Shijiazhuang Hebei China 050031 4. Department of Nursing the First Hospital of Hebei Medical
University Shijiazhuang Hebei China 050031

ABSTRACT  Objective To study the correlation between hypoxia inducible factor 1a HIF la
vascular endothelial growth factor VEGF  and tissue inhibitor of matrix metalloproteinases TIMP and
pressure injury after heart valve replacement. Methods 161 patients after heart valve replacement in our
hospital from February 2019 to January 2020 were selected. The levels of HIF 1o VEGF TIMP and their
correlation with the stage of pressure injury were compared in different patients. The sensitivity specificity and
accuracy of HIF 1o VEGF and TIMP alone and combined detection for the prediction of postoperative
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Figure 1 Image of pressure damage
1 HIF 1o VEGF TIMP X%S HIF lo&/EGF s TIMP 3 3

Table 1 Comparison of HIF 1 a VEGF and TIMP levels in
2 groups X=s

a 0 HIF 1la ng/L VEGF ng/L TIMP pg/L
R 54 3.15+1.98 8.11+2.65 55.29+8.46
R 107 1.64+0.34 3.55+1.63 33.54+6.55
|le 7.690 13.471 17.990
le 0.001 0.001 0.001
23 7 0D eQ K HIF 10&/EGFa
TIMP
70D eQ K HIF 10 Q/EGF W
TIMP 4 >3 >2 >1 E
T 1<0.05 23
2 HIF 1a VEGF TIMP
X+s

Table 2 Comparison of HIF 1 a VEGF and TIMP levels in
patients with different stages of pressure injury X=s

& 0 HIFla ng/L VEGF ng/L  TIMP pug/L
1 14 1.74+0.41 4.41+1.05 35.32+5.17
2 22 1.97+0.52 5.13+2.64 37.51+5.82
3 13 2.96+1.01 7.15+2.66 52.64+6.24
4 5 3.08+1.25 8.29+2.93 54.69+7.53
Te 8.94 5.44 31.79
le 0.001 0.003 0.001
2.4 HIF la&/EGFw TIMP T ®Q
K
HIF 10&/EGF ¥ TIMP  * R 4
Q K G WA Ho-™

3 HIF 1la VEGF TIMP

Table 34 Sensitivity specificity and accuracy of HIF 1 o
VEGF and TIMP in predicting postoperative pressure injury

i 3 A
mn noo% % %
HIF 1a R 38 19
o 16 88 70.37 82.24 78.26
VEGF R 37 22
o 17 85 68.52 79.44  75.78
TIMP R 36 23
o 18 84 66.67 78.50 74.53
Cc R 48 10
o 6 97 88.89 90.64 90.06
2.5 HIF la&/EGF w TIMP AwQ KO
A O
vQ KO AHIF 1o S 0564 1
0.003 &/EGF S 0.432 1 0.024 W TIMP S 0.506
1 0.012 N Al
3
¥*'Q K T - =
m n c a | » i
AF x4 7 0om T
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H Ty n e
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SD/CRL B HCG E2 IVF/ICSI ET

1 1 2 1
/ SDICRL <= ~ B x
BHCG @ J E2 1 > /- (B IVF/ICSI ET %
esy 328 Y IVF/ICSI ET N %) Yy A %
B HCG &2 GSD/ICRL W™ & Y ™ O SD/CRL
B HCGcE2 % esy 4 B HCGcE2 HHb %
E T 1<0.05 SD/CRL < H % E T 1<
0.05 >35 v Hb 30~35 A<30 "Y 30~35 H<30 E
T 1<0.05 GD/ICRL < tb % o 1<0.05 ~ 144
B HCGE2 = ! 1<0.05 E2 Y 81.7% 715% B HCG
82.8% 79.3% SD/CRL 86.9% 731% < ’ 91.7% 89.2%_§.
SDICRL € ° B HCGd2 ~ = IVF/ICSI ET Y wo i ©
E Ty
/ B >k . J I > /- T

Predictive value of SD/CRL ratio combined with serum B HCG and E2 levels

in early abortion of patients undergoing IVF/ICSI ET

LU Aihua® ZHAO Yongxin' LI Jie? LIU Rui'

1. Department of Women Health Care Qinghai Maternal and Child Health Hospital Xining Qinghai
China 810007 2. Department of Gynecology Qinghai Red Cross Hospital Xining Qinghai China
810007

ABSTRACT  Objective To observe the predictive value of gestational sac diameter/crown rump
length SD/CRL ratio combined with serum 3 human chorionic gonadotropin 3 HCG and estradiol E2
levels in early abortion of patients undergoing in vitro fertilization/intracytoplasmic sperm injection embryo
transfer IVF/ICSI ET . Methods A retrospective analysis was performed among 328 patients receiving IVF/
ICSI ET in the hospital. The levels of serum B HCG and E2 SD/CRL ratio and clinical data were compared
between the early abortion group and the non early abortion group. Influencing factors of early abortion were
analyzed. The predictive value of SD/CRL ratio combined with serum B HCG and E2 levels for early abortion
was discussed. Results  Theserum B HCG and E2 levels of the early abortion group were significantly lower
than those of the non early abortion group 1<0.05 while SD/CRL ratio was significantly higher than that of
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the non early abortion group 1<0.05 . The early abortion rate in >35 years old group was significantly higher
than that in 30~35 years old and <30 years old groups and the 30~ 35 years old group was significantly higher
than those under 30 years old group 1<0.05 . Age and SD/CRL ratio were independent risk factors for early
abortion 1<0.05  while serum B HCG and E2 at 14d after transplantation are protective factors 1<0.05 .
The sensitivity and specificity of E2 3 HCG SD/CRL ratio and their combination for predicting early abortion
were 81.7% 71.5% 82.8% 79.3% 86.9% 73.1% and 91.7% 89.2%  respectively. Conclusion
The SD/CRL ratio combined with serum 3 HCG and E2 can provide an important basis for the prediction of
early abortion of patients undergoing IVF/ICSI ET which is of great significance for clinical practice.
KEY WORDS Gestational sac diameter/crown rump length [3 human chorionic gonadotropin
Estradiol In vitro fertilization/intracytoplasmic sperm injection embryo transfer
J a - B a -
- W & = 3 n ’ R T B
1 > /- T F H K A 3
in vitro fertilization/Intracytoplasmic sperm injec 1.2
tion embryo transfer IVF/ICSI ET w  15%~ IVF/ICSI ET ~ 30d
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Yy ~ BB Y Qmn A z a T
25% Y12AN® Y 27% Y PVT 661VT 6MHZ SD&ERLE
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£ | M COX O Ew T 2 B HCG E2
O wd o ROC SD/CRL 0 %
vee O JW1<005 & Table 2 Comparison of early abortion rate among patients
Ty with different clinical data different serum HCG levels
E2 levels and SD/CRL ratios 0 %
2 0 Y ce 1e
— <30 98 7 714 19.465 <0.001
21 = B HCG (Vi &SD/CRL 30~35 110 20 18.18
= >35 120 37 30.83
v B HCGEE2 HH BMI kg/m? <18.5 52 12 23.08 3.845 0.146
. 18.5~24.0 208 34 16.35
h'% E T 1<0.05 SD/ >240 68 18 26.47
CRL e Ho Y E s 1~5 106 16 15.09 2.658 0.265
6~10 118 28 23.73
T 1<005 3 13 510 104 20 19.23
1 B HCG E2 SD/CRL B HCG IU/L <1800 109 34 31.19 14.182<0.001
_ <1800 219 30 13.70
Xts E2 pg/mL <400 126 38 30.16 14.766 <0.001
Table 1 Comparison of serum 3 HCG level E2 level and >400 202 26 12.87
SD/CRL ratio between 2 groups X+s SDICRL = <5 286 34 1189 82.667<0.001
=5 42 30 71.43
& 0 B HCG E2 SD/CRL
© 1U/L pg/mL e 0 0
Y 64 1380.18£206.37 260.4640.95 6.23t8.75 b HCG 82.8% 79.3% SDICRL
Y 264 2305.74+382.95 546.14+42.38 4.06+6.38 86.9% 73.1%
le 18.674 48.694 2.257 . o , ,
le <0.001 <0.001 0.025 A <
91.7% 89.2%_3 414 13
&a v A BHCG 2 @ 4 SDICRL B HCG E2
SD/CRL < Y ROC
~ BMIa™ Y Table 4 Areas under ROC curves of SD/CRL ratio
T 1>0.05 b B combined with serum 3 HCG and E2 levels for prediction of
HCG &2 ¥ SD/CRL <= o) early abortion
E T 1<005 3 23 S 7 Bu$  1e
2.3 COX O E2 0.762 0.078 0.614~0.935 0.007
HCG 0.771 0.080 0.609~0.942  0.005
GD/CRL < Y - P
_ SD/CRL 0.794 0.082 0.675~0.951  0.002
1<0.05 14 d B HCG&E2 e ~ 0825 0063 0736~0.982 <0.001
Y 1 1<0.05 3 33
24 SD/ICRL -~ B HCG&&2 Y 3
e<0
vy eg1 Y es0 ¥ HCG = W E %
SD/CRLN&PR HCGNEE2N AF S K el aAaABX Ae
ROCO _E2 81.7% 71.5% ’ H B HCG LY
3 COX
Table 3 COX regression analysis of influencing factors of early abortion
> #He 4& = 8BIE = &YQ # = 95%%* le
6.043 3.785 6.402 2.736 1.650~3.879 <0.001
B HCG 0.734 2.368 4.271 2.062 1.347~3.584 <0.001
E2 0.602 2.258 4.369 2.014 1.286~3.475 <0.001

SD/ICRL <= 7.453 3.968 7.684 3.065 1.543~5.782 <0.001
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miR 4262 A549
5 miR 4262 A549 Tw Ag gRT PCR
W miR 4262 Doy A549 W miR 4262 inhibitor MTT
‘Q Transwell . 1 '‘Q Western blot E cadherin&imentin 3 n
(S} miR 4262 4 KLF3 3 UTR " H w ~ A 3 QgRT PCR
W KLF3 mRNA o 0O e A miR 4262 A 13 A549 W
miR 4262 inhibitor&LF3 siRNA e e Doy A549 W miR 4262
ST miR 4262 inhibitor ~ A549 e 1 Q H W
E cadherin T vimentin s 3 miR 4262 A KLF3 ~A 33
miR 4262 A549 W KLF3 S KLF3siRNA = w miR 4262 inhibitor A549
c A1 AT 3 > miR 4262 A A549 o AA T D
KLF3 Al

KLF3 miR 4262

Mechanism of down regulation of miR 4262 in inhibiting the metastatic

potential of lung cancer cell A549
ZHU Li GONG Bo
Clinical Laboratory Changning District Maternal and Child Health Hospital Shanghai China 200051

ABSTRACT  Objective To explore the effect and mechanism of down regulation of miR 4262 on the
metastatic potential of lung cancer cell A549. Methods qRT PCR was used to detect miR 4262 expression in
lung cancer cells. Lung cancer cell A549 were transfected with miR 4262 inhibitor MTT was used to measure
proliferation transwell cells were used to measure invasion and migration and western blot analysis was used
to measure E cadherin and vimentin protein expression. Bioinformatics software predicts that miR 4262 and
KLF3 have binding sites at the 3 UTR end and the luciferase system identifies the targeting relationship. qRT
PCR was used to detect changes in the expression of KLF3 mRNA in lung cancer tissues and to analyze the
correlation between its expression level and miR 4262. Lung cancer cells A549 were transfected with miR 4262
inhibitor and KLF3 siRNA to detect cell proliferation invasion and migration changes. Results The
expression level of miR 4262 was increased in lung cancer tissues and lung cancer cells. After transfection with
miR 4262 inhibitor lung cancer cell A549 had reduced proliferation invasion and migration ability and the
expression level of E cadherin protein in the cells increased while the level of vimentin decreased. Down
regulation of miR 4262 up regulated the expression of KLF3 in lung cancer cell A549. KLF3 siRNA can reverse
the inhibitory function of miR 4262 inhibitor on the proliferation invasion and migration of lung cancer cell
A549. Conclusion Down regulation of miR 4262 inhibits the metastatic potential of lung cancer cell A549
and the mechanism of action is related to the targeted up regulation of KLF3 expression.

KEY WORDS  Lungcancer KLF3 miR 4262 Migration
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Yy w H w 4262 H Obea c
Soy’ Control GAnti NCa wi W vimentin z
Anti miR 4262 gqRT PCR A Western blot E cadherin 31 1<0.05 11 23
O& WY ,-" mRNA A > _ o
R Control Anti NC  Anti miR 4262
o 121 16J' vimentin 54 kDa
1.8 KLF3sSiRNA 3 miR 4262 -
O& A549W  miR 4262 inhibitora F cadert 120 ko
SiIRNA control 4 miR 4262 inhibitor &LF3 siRNA GAPDH 36 kDa
A £ Anti miR 4262+si NC 4 Anti miR 1 Western blot E cadherin vimentin
4262+si KLF3 E48hw™ MTT Figure 1 Western blot method to measure E cadherin and
Aranswell . G\Vestern blot vimentin protein expression
E cadherin@imentindlLF3 3 = _
19 5 2.3 mR4262AKLF3Ys ~ A
SPSS 210 © 5 TJU , ©in miR 4262 1 KLF3.
T£S = ® I 3 UTI-Q N yw NH Y WT KLF3 14 miR
T 5 1<0.05 £ 4262 inhibitor A w |
T3 1<0.05 214 33
2
2.1 miR 4262 W
NCI H446A549&N1L9980 W miR 2 miR 4262 KLF3 3 UTR
4262 Ho 5 HBE Figure 2 MIR 4262 and KLF3 3 UTR end binding site
10058 1y 3 Xt
1 miR 4262 Table 3 Comparison of cell luciferase activity X5
X+ & MUT WT
Table 1 miR 4262 expression levels in lung cancer cells and Anti NC 1.00+0.11 1.00+0.12
normal bronchial epithelial cells x+s Anti miR 426 0.98+0.08 1.45£0.13
le 0.67 7.63
miR 4262 le 0.44 <0.001
HBE 1.00+0.12
NCI H446 1.76+0.13 . =
A549 2 654023 2.4 7 miR 4262 W KLF3 [
NL9980 2.02+0.15 miR 4262 inhibitor ~ W
- < 157.42 KLF3 4 mRNA 9 1<005 3
le <0.001
1 43
2.2 3 miR 4262 G G 2.5 KLF3siRNA > miR 4262 A
AEMT W G G a&MT"™
miR 4262 inhibitor~ WY miR AA siRNA control 4 miR 4262 inhibitor
2 oD E cadherin vimentin X%

Table 2 Lung cancer cell OD value, invasion number, migration number, and E cadherin and vimentin protein levels x+s

(o miR 4262 Obe . E cadherin vimentin

Control 1.00+0.09 0.43+£0.04 98.45+9.33 125.30+10.35 0.22+0.02 0.56+0.05

Anti NC 0.97+0.12 0.44+0.03 99.24+7.25 126.83+11.20 0.21+0.03 0.54+0.04

Anti miR 42 62 0.45+0.05 0.32+0.02 64.36+4.21 85.34+7.29 0.35+0.05 0.33+0.02
e 103.29 41.28 68.05 52.30 43.34 97.40

le <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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Figure 3 Western blot detection of KLF3 protein expression
in lung cancer cells transfected with miR 4262 inhibitor
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Table 4 Comparison of KLF3 protein and mRNA levels in
lung cancer cells transfected with miR 4262 inhibitor X+s

X%s

a KLF3 ,—- MRNA
Control 0.28+0.03 1.00+0.08
Anti NC 0.29£0.05 0.99+0.13
Anti miR 4262 0.67+£0.07 2.24+0.21
Te 160.89 207.00
le <0.001 <0.001
1 2
vimentin 54 kDa
E cadherin 120 kDa
KLF3 39 kDa
GAPDH 36 kDa

1. Anti miR 4262+si NC 2. Anti miR 4262+si kLF3
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Figure 4 Western blot detection of KLF3 E cadherin
vimentin protein expression levels in transfected cells
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a ODbe . E cadherin vimentin KLF3
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control group and the level of Hcy was significantly higher than that of the control group and the difference
was statistically significant 1 0.05 . Conclusions The levels of IGF 1 IGFBP 3 and Hcy have a certain
correlation with children s 1Q height and weight. Children with CH can return to normal levels after early
diagnosis and treatment.
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Application of neutrophil CD64 combined with blood routine in the diagnosis
and differential diagnosis of infectious and non infectious fever in severe

patients

DU Xiangyang '> ZHANG Wenying® YAN Lin*

1. Department of Infectious Diseases Shandong Provincial Third Hospital Jinan Shandong China
250031 2. Department Of Emergency Shandong Provincial Third Hospital Jinan Shandong China
250031 3. Medical Insurance Office Shandong Provincial Third Hospital Jinan Shandong China 250031

ABSTRACT  Objective To study the significance of neutrophil CD64 combined with blood routine
in diagnosis and differential diagnosis of infectious and non infectious fever in severe patients. Methods A
total of 155 fever patients who were treated in the hospital from between January 2015 and January 2019 were
enrolled. According to different fever causes they were divided into the infectious fever group 75 cases and
the non infectious fever group 80 cases . The levels of neutrophil CD64 indexes in peripheral blood were
detected by flow cytometry. The levels of white blood cells WBC  procalcitonin  PCT and C reactive
protein CRP in peripheral blood were detected by blood analyzer. The diagnostic efficiency of blood routine
indexes was compared by ROC curves. Results  After admission the 24 hour CD64 index and 1 week CD64
index of the infected fever group were significantly higher than those of the non infected fever group the
difference was statistically significant 1<0.05 . The sensitivity of CD64 index and WBC to diagnose
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infectious and non infectious fever was significantly higher than that of PCT and CRP and the difference was
statistically significant 1<0.05 . The specificity of CD64 index and WBC in diagnosing infectious fever and non
infectious fever was significantly higher than that of PCT and CRP and the difference was statistically
significant 1<0.05 . Conclusion The CD64 index and WBC levels of patients with infectious fever are
significantly increased and these two indicators are highly specific and sensitive in the diagnosis of infectious
fever and non infectious fever and have high diagnostic value.
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serum Lp PLA2 and AT levels and Gensini scores among the mild moderate and severe groups 1<
0.05 . Spearman correlation analysis showed that serum Lp PLA2 was positively correlated with Gensini score
in ACS patients S 0.283 1 0.040 while AT  was negatively correlated with Gensini score S -0.331
1 0.016 . ROC curve analysis showed that the area under the curve AUC of Lp PLA2 combined with AT

0.872 for predicting severe coronary artery stenosis in ACS patients was higher than that of single indicator
detection. Conclusion With the aggravation of coronary artery stenosis the Gensini scores and serum
Lp PLAZ2 level are increased while serum AT level is decreased in ACS patients. The combined detection of
Lp PLA2 and AT  can provide a more accurate judgment for the degree of coronary stenosis in patients with
acute coronary syndrome.

KEY WORDS  Acute coronary syndrome Antithrombin Coronary artery stenosis Lipoprotein

associated phospholipase A2 Coronary angiography
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hydrochloride reduced the proliferation migration and invasion of cervical cancer cells by down regulating the

expression of LINC01857.
KEY WORDS
Migration Invasion
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1.2.3 MTT
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A Tow e 0obe 3
1.2.4 <
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1.2.5 Transwell A, 1 Siha
*  Siha 2.5x10°Y/mL b o LINC01857 xts 0 3
200 pL/ - A 10% E Table 1 Effects of oxycodone hydrochloride on the activity
600 pL/ E24h~ £ PBS clone formation and LINC01857 expression of SiHa cells
o ~ L, X*xs 0 3
va A 20 min A 10
min 3 a E Ho ) LINCO1857 ODe S v
Matrigel T AD  4dpd E 0.98£0.05 1.30+0.07 115.00+3.27
5h ~ ’ HH 0.95+0.04 1.27+0.07 111.33+2.87
WYH 0.68+0.04 0.92+0.05 87.33%+2.62
3 _ ] H 0.35+0.02 0.70+0.04 64.00+2.16
1.2.6  Western blot E cadherin&\ cadherin e 168.787 72.022 221.292
le 0.000 0.000 0.000
*  Siha A RIPA B
. < ¢ <
500 L & BCA H K T1
B s SDSPAGE & O& 0053 1o 23
m 151 000 4 24h AJ 12 345
165 000 1h " Image] 6O 250
e e:'- 130 N cadherin 125 kDa
100 E cadherin 97 kDa
1.3 70
~ 55
SPSS 21.0 eu
. 35 GAPDH 36 kDa
W X+S§ Y o = 2
U T O 15
wl 005 E T3 1
1. Maker; 2. 3. H'H 4,
2 WH 5. H 3
) 1 Siha  E cadherin N cadherin
2.1 Siha vJ LINC01857
Ly Figure 1  Effect of oxycodone hydrochloride on the
4 LINCO01857 &HD = expression of E cadherin and N cadherin in SiHa
HH >
WH > 'H 2.3 LINC01857  Siha G G
T 1<0.05 3 13 T
22 Siha a T Asi NC si LINC01857 ODe H
4 N cadhering Y @ x 'E 1Z2 "E N cad
Y H'H > herin H T 1<0.05
WH > H E cadherin E cadherin T T 1<
HH < WH 0.05 3G 23
2 Siha X+
Table 2  Effect of oxycodone hydrochloride on migration and invasion of SiHa x+s
O 0 E cadherin N cadherin Y . Y
3 0.18+0.01 0.68+0.04 235.33+4.19 135.33+4.19
H'H 3 0.19+0.01 0.66+0.04 230.67+4.71 131.6743.77
WYH 3 0.37+0.02 0.39+0.03 194.33+3.86 98.00£2.45
H 3 0.64+0.04 0.25+0.02 152.00+3.27 70.67+2.05
e 252.545 117.778 274717 266.580
le 0.000 0.000 0.000 0.000
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3 LINC01857  Siha X+s
Table 3  Effects of interference with LINC01857 on proliferation migration and invasion of SiHa x+s
O 0 LINCO01857 E cadherin N cadherin ODe X Y Y Y
si NC 3 0.99+0.05 0.17+0.01 0.69+£0.04 1.32+0.08 117.00£3.27 236.33+4.03 137.33+4.11
si LINC01857 3  0.19+0.02 0.73+0.04 0.14+0.01 0.54+0.03 54.33+2.05 127.67+2.49 61.33+2.87
le 25.731 23.525 23.105 15.812 28.125 39.729 26.260
1le 0.000 0.000 0.000 0.000 0.000 0.000 0.000
e E cadherin H N cadherin
250
T 1 0.05 Kic
130 N cadherin 125 kDa 1l
100 E cadherin 97 kDa 5J_
70 123
55
250
35 GAPDH 36 kDa
- 130 N cadherin 125 kDa
100 E cadherin 97 kDa
15 70
10 55
1. Maker 2.si NC 3.si LINC01857_§ 35 GAPDH 36 kDa
2 LINC01857 Siha E cadherin E cadherin 25
15
Figure 2 Effect of LINC01857 on the expression of 10
E cadherin and E cadherin in SiHa 1. Maker 2. H +pcDNA 3.
2.4 LINCO1857 "E Siha " TPeONAlincomdT
' - ha 3 LINCO01857 Siha
. E cadherin E cadherin
A K +pcDNA Figure 1 Overexpression of LINC01857 can reduce the
‘H +pcDNA LINCO01857 OD <=9 X effect of oxycodone hydrochloride on the expression of
T 1<0.05 43 E cadherin and E cadherin in SiHa
2.5 LINC01857 "E Siha
G T
A 'H +pcDNA r AMPKw. T
'H +pcDNA LINC01857 W, A 7] gH'3a |
4 LINCO01857 Siha X+s 0=3

Table 4 Overexpression of LINC01857 can reduce the inhibitory effect of oxycodone hydrochloride on the proliferation
of SiHa x*s 0=3

O LINC01857 obe < Y
'H  +pcDNA 0.34+0.02 0.71+0.03 65.00£2.45
‘H +pcDNA LINC01857 0.89+0.05 1.13+0.07 104.67+3.30
le 17.690 9.552 16.718
le 0.000 0.000 0.000
5 LINCO01857 Siha Xxs
Table 5 overexpression of LINC01857 can reduce the inhibition of oxycodone hydrochloride on migration and invasion
of SiHa Xzs
O 0 E cadherin N cadherin Y . Y
‘H +pcDNA 3 0.62+0.04 0.25+0.02 151.33+3.86 71.00+2.16
‘H +pcDNA LINC01857 3 0.26£0.02 0.53+0.04 221.67+4.19 118.67+3.86
le 13.943 10.844 21.385 18.667

le 0.000 0.000 0.000 0.000
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serum albumin and prothrombin activity in the hepatorenal syndrome group were all lower than the severe
hepatitis group the difference was statistically significant 1<0.01 . Based on the three factors to construct a
multi factor risk score to get the formula risk score =14.35+0.56xNGAL level+0.50xLFABP level+0.46xNAG
level NGAL The AUC values of LFABP and NAG for the diagnosis of hepatorenal syndrome are 0.703 95%
confidence interval 0.606 0.799  0.775 95% confidence interval 0.688 0.861  0.728 95% confidence
interval 0.643 0.812 and The AUC value for the diagnosis of hepatorenal syndrome by risk score was 0.817
95% confidence interval 0.747~0.887  and the 1 values were all <0.001 the sensitivity of NGAL LFABP
NAG and risk scoring models for the diagnosis of hepatorenal syndrome were 84.1% 81.8% 75.0% and
81.8% with specificities of 47.2% 72.6% 67.0% and 74.5% and accuracy of 31.3% 54.4% 42.0% and

56.3% respectively. Conclusion

The risk scoring model based on serum NAG NGAL and LFABP has

satisfactory diagnostic efficacy for hepato renal syndrome in elderly patients with severe hepatitis B.

KEY WORDS N acetyl B D glucosaminidase Neutrophil Gelatinase Associated Lipocalin Liver
type fatty acid binding protein Elderly severe hepatitis B Hepatorenal syndrome
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3
Table 3 The diagnostic efficacy of risk scoring model for hepatorenal syndrome
A
% % %
NAG 35 71 33 11 75.0 67.0 42.0
LFABP 29 77 36 8 81.8 72.6 54.4
NGAL 56 50 37 7 84.1 47.2 31.3
O 27 79 36 8 81.8 74.5 56.3
A = + 13
3 T e 4 b w7
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correlated with the degree of differentiation and negatively correlated with tumor T stage tumor size and
lymph node metastasis 1 0.05 . The expression level of 15065 mRNA and B catenin were negatively
correlated with the degree of differentiation and positively correlated with tumor T stage tumor size and lymph
node metastasis 1 0.05 . The expression level of miRNA 320a in the survivors was higher than that in the
dead and the expression level of 1506 mRNA and B catenin was lower than that in the dead 1 0.05 there
were significant differences in the survival curves of miRNA 320a 1506 mRNA [ catenin expression level
between high risk and low risk patients P 0.05 . There was a negative correlation between the expression level
of miRNA 320 and 15D05) mRNA and 3 catenin 1 0.05 . Conclusion The expression of miRNA 320a in
liver cancer tissue is low and the expression of hTcf 4 and 3 catenin are high which are related to the degree
of differentiation tumor T stage tumor size and lymph node metastasis and can predict patient prognosis.
KEY WORDS  Liver cancer tissue miRNA 320a hTcf 4 [3 catenin Pathological characteristics
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% c Spearman O 1 miRNA 320a 15068 mRNA B catenin
AT A D) =) 0% Xzxs
Receiver operating characteristic ROC W Table 1 miRNA 320a 15065 mRNA [ catenin expression
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The clinical significance of cystatin C and CT value of renal effusion in patients

with obstructive empyema of urinary tract stones
GUO Liang" XU Pengcheng® HU Henglong®

1. Department of Urology Lu an Hospital Anhui Medical University Liuan Anhui China 237000
2. Department of Urology Tongji Hospital Huazhong University of Science and Technology Wuhan
Hubei China 430000

ABSTRACT  Objective To explore the clinical significance of Cystatin C Cys C and CT value of
renal effusion in patients with obstructive empyema of urinary tract stones. Methods A total of 138 patients
with obstructive hydronephrosis of urinary tract stones in our hospital were selected including 87 patients with
renal empyema as the study group and 51 patients with hydronephrosis as the control group. The general data
of the two groups were statistically compared. The renal function indexes blood urea nitrogen BUN
creatinine CR serum Cys C and CT value of renal effusion of the two groups were detected and compared.
The correlation between serum Cys C and CT value of renal effusion and the relationship between the two and
renal function indexes was analyzed and the diagnostic value was analyzed and the diagnostic value of serum
Cys C and CT value of hydronephrosis on urinary tract stone obstructive empyema and hydronephrosis was
explored. Results The serum BUN and Cr levels of the research group were higher than those of the control
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group 1<0.05

the CT values of the serum Cys C and renal effusion in the research group were higher than

those in the control group 1<0.05 . Serum Cys C was positively correlated with CT value of renal effusion 1<
0.05 serum Cys C and CT value of renal effusion were positively correlated with serum BUN and Cr levels

1<0.05 . The area under the curve AUC of the combined diagnosis of serum Cys C and CT value of renal
effusion combined with the differential diagnosis of urinary tract stone obstructive empyema and hydronephrosis
was 0.841 which was greater than the single diagnosis of the two the best diagnostic sensitivity of combined

diagnosis was 68.63% and specificity was 86.21% . Conclusion

Serum Cys C level and CT value of

hydronephrosis in patients with urinary tract stone obstructive empyema are abnormally increased and are
positively correlated with the patient s renal function which can assist in the clinical differential diagnosis of

urinary tract stone obstructive empyema and hydronephrosis
function and develop targeted treatment plans.

KEY WORDS  Urinary tract stone obstructive empyema Cystatin C Renal effusion CT value
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Analysis of Female Human Papillomavirus infection in Haidian District
Beijing
WANG Haibin  ZHANG Dongging ZHAO Jiao

Department of Clinical Laboratory the Fourth Medical Center Chinese PLA General Hospital Beijing
China 100048

ABSTRACT  Objective To investigate the infection rate subtypes and age distribution of human
papillomavirus HPV among women in Haidian District Beijing and to provide evidence for preventing HPV
infection. Method A total of 3650 outpatient women from the Fourth Medical Center of Chinese PLA General
Hospital were checked for 17 HPV DNA types by fluorescence quantitative PCR assay. The HPV infection age
distribution of the subjects HPV infection rate and HPV subtypes were analyzed. Result Among 3650
women there were 825 cases of HPV infection and the infection rate was 22.60% including 745 cases of high
risk subtypes and 172 cases of low risk subtypes and 92 cases of mixed infection of high and low subtypes
accounting for 11.15% 92/825 . Female HPV infection is dominated by single infection a total of 553 cases
accounting for 67.03% 533/825  and 272 cases of multiple infection accounting for 32.97% 272/825 .
Women in different age groups show different subtypes of HPV infection. The top five high risk HPV infection
subtypes were 52 6+11 16 58 and 51 subtypes. Conclusion Female HPV infections in Haidian District of
Beijing are mainly HPV 52 HPV 6+11 and HPV 16 subtypes. The incidence trend is younger. Effective
measures should be taken to reduce HPV infection.
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Correlation between the prognosis of cardiac function and serum uric acid and

CK MB levels after acute myocardial infarction

HU Chaoyong ' ZOU Huawei’ GAO Pengzhi*

1. Department of Cardiology Taihe County People s Hospital Fuyang Anhui China 236600 2. Department
of Cardiology Fuyang Hospital of Anhui Medical University Fuyang Anhui China 236000

ABSTRACT  Objective To explore the relationship between the prognosis of cardiac function and
the level of serum uric acid and CK MB after acute myocardial infarction. Methods 173 patients with acute
myocardial infarction who were hospitalized in our department from January 2018 to December 2019 were
selected. All patients were tested for blood uric acid and CK MB and the patients were assessed for end
diastolic left ventricular diameter LVEDd end systolic left ventricular diameter LVEDs left ventricular
ejection fraction LVEF  and Gensini coronary artery disease score depending on whether they had the
hyperuricemia group was compared. Results The general clinical data of the two groups of patients were
balanced and comparable and the difference was not statistically significant 1 0.05 . The peak level of CK
MB in patients with myocardial infarction combined with hyperuricemia was significantly higher than that of
other patients 1<0.05 . The peak time is earlier the SUA value of patients with different cardiac function
Killip grades is different from the peak CK MB and the difference is statistically significant 1<0.05 . The
higher the Killip grade the higher the SUA value and the peak CK MB. The levels of SUA and CK MB peak
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in patients with ST segment elevation myocardial infarction STEMI were significantly higher than those in
patients with non ST segment elevation myocardial infarction NSTEMI  1<0.05 The SUA value of patients
with acute myocardial infarction was negatively correlated with the peak level of CK MB and LVEF it was
positively correlated with LVEDs LVEDd and Gensini score the difference was statistically significant 1<
0.05 . Conclusion The cardiac function and prognosis of patients with acute myocardial infarction can be
assessed indirectly through SUA and CK MB values.

KEY WORDS  Acute myocardial infarction Cardiac function Serum uric acid Creatine kinase
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miR 22 3p IL 1P

miR 223p IL 1B K TTwed Ay O
E IL 1B 48 h K B gRT PCR A Western blot Con a&L 1B
&L 13+miR NC 4L 1p+miR 22 3p &L 1pB+si NC &L 1B+si TRIM8 &L 1B+miR 22 3p+

pcDNA &L 1B+miR 22 3p+pcDNA TRIM8 WY miR 22 3p&dRIM8 ELISA -

IL 6&FN YA&NF a - EH N w ! miR 22 3p
A TRIMS - O  Western blot ” Bel 2aBax 3 A IL 18

Y miR 22 3p cBel 2 H 1<0.05 &H o) 1<0.05 TRIM8&
Bax A IL 6A&FN y&'NF a T 1<0.05 miR 22 3p mimics
si TRIM8 ~ H IL 6&FN Y&NF a A £H wBax 1<0.05 Bcl 2

1<0.05 X w ~ mR223p~ ~ ° TRIM8 A miR 22 3p mimics A
pcDNA TRIMS ~ H miR 22 3p mimics EHw N AD miR 22 3p
- 7 "ATRIM8 B E IL1PB Kw A EHgy
miR 22 3p TRIMS8 IL 1B EH

Effect of miR 22 3p on IL 1 induced chondrocyte damage by regulating the

expression of TRIM8

LI Wei FENG Shenghua ZHAO Jingming
Spinal Surgery Trauma Center Qingdao Haici Medical Group Qingdao Shandong China 266033

ABSTRACT  Objective To investigate the effect of miR 22 3p on IL 13 induced chondrocyte injury
and its mechanism. Methods Rat chondrocytes were isolated and cultured and IL 1 treated the cells for 48 h
to construct a cell injury model. qRT PCR and Western blotting were used to detect the expression levels of miR
22 3p and TRIM8 in Con group IL 1P group IL 1B+miR NC group IL 1B+miR 22 3p group IL 1B+si
NC group IL 1B+si TRIM8 group IL 1B+miR 22 3p+pcDNA group IL 1B+miR 22 3p+pcDNA TRIMS8
group. The levels of IL 6 IFN y and TNF a in each group were detected by ELISA. Flow cytometry was used
to detect the apoptosis rate of each group. The dual luciferase report assay was used to verify the targeted
regulation of miR 22 3p and TRIM8. Western blotting was used to detect the expression of Bcl 2 and Bax in
each group. Results Compared with the control group the expression levels of miR 22 3p and Bcl 2 protein
in IL 1 treated cells were significantly reduced 1<0.05 . The apoptosis rate was significantly increased 1<
0.05 and the expression levels of TRIM8 and Bax and the levels of IL 6 IFN y and TNF o were
significantly increased 1<0.05 . Transfection of miR 22 3p mimics or transfection of si TRIMS8 can
significantly reduce the levels of IL 6 IFN y TNF a apoptosis rate and the protein level of Bax 1<0.05
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and increase the protein Level of Bcl 2 1<0.05 . The dual luciferase report experiment confirmed that miR 22
3p could target TRIM8. Co transfection of miR 22 3p mimics and pcDNA TRIM8 can significantly reduce the

inhibitory effect of miR 22 3p mimics on cell apoptosis and inflammation. Conclusion
overexpression can target the inhibition of TRIM8 expression toreduce IL 1f

inflammatory damage and inhibit cell apoptosis.

miR 22 3p
induced chondrocyte

KEY WORDS miR223p TRIM8 IL 13 Chondrocytes Inflammation Apoptosis
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miR NCaniR 22 3p mimics A WT TRIM8GIUT

Table 1 Expression of miR 22 3p and TRIM8 in

TRIM8 A v W
3 IL 1 induced chondrocyte injury X#s
1.2.6 X Western blot TRIM8a 5 0 miR223p TRIM8 mRNA TRIM8
Bel 2B Con 9 1.00+0.06 0.99+0.05 0.39+0.04
¢ ax i IL1B 9 041+005  3.11+0.29 0.78+0.07
” A RIPA A le 22.663 21.612 14,512
SDS PAGE O le 0.000 0.000 0.000
N - G ATRIM8 185500 cBcl2 2.2 miR 22 3p IL 1B
151 000 cBax 15L000™ 4 K T
TBST AJ 12 000 T w A Con IL 18 IL 6a&FN Y&NF a
b H d O~ 3 e £EH WwBax o1
1.3 T 1<0.05 Bcl 2 H
SPSS 21.0 S1V) T 1<0.05 AIL 13+miR NC
O W X#s = IL 1B+miR 22 3p IL 6&FN Yy&NF a
[ T O wli< aBax c £H H
006 E gt § T 1<0.05 Bcl2 Al
) T 1<0.05 23
2.3 A TRIM8 IL 1B K
21 miR 22 3p 4 TRIM8 IL 1B T
KW AIL 1B3+si NC IL 13+si TRIM8
A Con IL 1B WY miR 22 3p IL 6&FN YyA&NF a H 1<0.05
H T 1<0.05 EH H 1<0.05 Bcl 2
TRIM8 mRNA & 3 91 1<0.05 Bax H 1<0.05
T 1<0.05 13 3y
2 miR223p IL 1B X+
Table 2 The effect of miR 22 3p overexpression on chondrocyte injury induced by IL 13 X*s
O 0 miR223p IL6 ng/L IFNy ng/L TNFa ng &H % Bcel 2 Bax
Con 9 1.01+0.06 2.45%0.25 11.54+1.12 7.22+0.71 6.32+0.61 0.73£0.07  0.22+0.03
IL 1B 9 0.46+0.04 7.55+0.71° 62.33+6.14*  31.65+3.11* 24.13+2.11* 0.30+0.03* 0.63+0.06
IL 1B+miR NC 9 0.44+0.04 7.61+0.72 64.28+6.32 33.27£3.35  25.36%¥2.32  0.28+0.03  0.65+0.05
IL 13+miR 22 3p 9 0.82+0.08" 3.56+0.35" 17.25+1.54" 10.87+1.01° 11.25+1.14" 0.64+0.05" 0.33+0.03"
e 213.159 214.146 355.917 297.734 279.116 209.054 211.861
le 0.000 0.000 0.000 0.000 0.000 0.000 0.000
A Con 1<0.05 A IL 1B+miR NC *1<0.05_3
3 TRIMS8 IL1B X£S$
Table 3 The effect of inhibiting TRIMS8 expression on IL 1(3 induced chondrocyte injury X=*s
O 0 TRIMS8 IL6 ng/L IFNy ng/L TNFangL &H % Bcl2 Bax
Con 9 0.36+0.03 2.67+0.26 10.32+1.04 7.01+0.69 7.36+0.71 0.72+0.06  0.21+0.03
IL 13 9 0.77+0.07* 7.84+0.77°  61.39%6.11° 32.45+£3.22°  23.66+2.31° 0.31+0.03* 0.62+0.06"
IL 1B3+si NC 9 0.79+0.08 7.91+0.76 63.54+6.21 34.67+3.41 24.87+2.43  0.30+£0.03  0.63%0.06
IL 13+si TRIM8 9 0.43+0.04° 3.86+0.38" 24.1542.44° 15.28+1.52" 13.58+1.36° 0.59+0.05° 0.39+0.04°
e 131.196 190.634 220.852 261.030 185.700 198.987 150.773
le 0.000 0.000 0.000 0.000 0.000 0.000 0.000
A Con 1<0.05 A IL 1B+si NC *1<0.05_3
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the targeted relationship between Mir 22 3p and TRIM8 . .
Ts KW o A OIL 6c
O 0 WT TRIMS MUT TRIM8 IFN yaNF o Y 1l N_ i
miR NC 9 1.02+0.06 0.99+0.05 n miR 22 3p
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|e 22.465 0.424 ~ 5r
1e 0.000 0677 ok £H
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Table 6 TRIMS8 overexpression reverses the effect of miR 22 3p overexpression on IL 1(3 induced chondrocyte injury X=*s

O 0 TRIMS IL6 ng/L IFNy ng/L TNFa ng/L €H % Bcl2 Bax
IL 1B+miR NC 9 0.76+£0.07 7.71+0.69 63.54+6.33 32.48+3.22 26.14+2.63 0.29+0.03 0.64+0.06
IL 1B3+miR 22 3p 9 0.33+0.03* 3.42+0.34° 16.47+1.65° 11.25+1.13° 12.36+1.23" 0.66+0.05* 0.31+0.03°
IL 13+miR 22 3p+pcDNA 9 0.32+0.03 3.40+0.33 16.24+1.62 10.52+1.06 11.47+1.15 0.67+0.04 0.29%0.03
IL 1B+miR 22 3p+pcDNA TRIM8 9 0.65+0.06° 7.12+0.71° 52.13+5.21° 26.33+2.61° 20.33+2.13" 0.41+0.04° 0.53+0.05"
e 175.340 161.510 295.322 234.315 122.120 193591 132.873
le 0.000 0.000 0.000 0.000 0.000 0.000 0.000
AL 1B+miR NC 1<0.05 A IL 1B+miR 22 3p+pcDNA *1<0.053
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Research progress of transient Receptor Potential Vanilloid 1 inhibitors in

neuropathic pain
SHENG Shuyue* TIAN Yinghong® ZHANG Xingmei®

1. The First Affiliated Hospital Southern Medical University Guangzhou Guangdong China 510515
2. Experimental teaching management center School of Basic Medical Science Southern Medical University
Guangzhou Guangdong China 510515 3. Department of Neurobiology School of Basic Medical Science
Southern Medical University Guangzhou Guangdong China 510515

ABSTRACT  Neuropathic pain  NPP is a very common symptom in current society. However the
mechanism of NPP is still unclear and there are no effective drugs which can effectively treat NPP. In recent
years Transient Receptor Potential TRP channels are found to be involved in multiple intracellular responses.
Transient Receptor Potential Vanilloid 1 TRPV1 isclosely related to NPP  which makes its inhibitors as
important drugs targeted for NPP. This article summarize the overview of NPP and the composition and
function of the TRP channel family. The focus is on the research progress of TRPV1 inhibitors as targeted drugs
in neuropathic pain and provides a new research direction for drug therapy of neuropathic pain.

KEY WORDS  neuropathic pain transient Receptor Potential Vanilloid 1 inhibitor

neuropathic pain  NPP
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