2024 8 16 8 120

Volume 16 Number 8 August 2024

1605 HSD17B6
Figure 1605 HSD17B6 involved in sex hormone metabolism

ISSN1674-6929

‘ H ‘ II Il

9”77167 692242




IOt

R UES

wil i e ;
) s ssssnnRiNIEIEIEEEE e —
il .g_ #: 'l'-_l_'-;i B

E” mim

l--II. )




B 344 %

/5\

JOURNAL OF MOLECULAR DIAGNOSTICS AND THERAPY

2024 8 16 8 120 Monthly Volume 16 Number 8 August 2024
X
yXx 4 A AT
oy AT
Q
yo g 3}
A
yXx 4 A AT
L o 1797 11 510620
020 32290789-206 32290789-201
jmdt  vip.163.com
ISSN 1674-6929
CN 44-1656/R
46-283
E YT
é A =1
440100190057
oy AT
2024 8 18
RMB 15.00 W
Responsible Institution  Sun Yat sen University
Sponsor  China Family Doctors Magazine Publisher Co. Ltd.
Organizer Daan Gene Co., Ltd.
Editor in Chief ZHANG Yipeng
Consultant SHEN Ziyu
Editor in Chief LI Ming
Managing Director LIU Yue
Editorial Office  <JOURNAL OF MOLECULAR DIAGNOSTICS AND THERAPY> Editorial Office
Editors LI Xiaolan LI Caizhen MO Yuanhao
Editing China Family Doctors Magazine Publisher Co. Ltd.
Add 11 Fl., Xianglong Building, 179# Tian he bei Lu, Guangzhou, China 510620
Tel 020 32290789-206 32290789-201
E mail jmdt@vip.163.com
ISSN 1674-6929
CSSN CN 44-1656/R
Printing  TianYi Yofus Technology Co., Ltd.
Publish Date  2024.8.18
Price RMB 15.00



h Fi% %15

16

8

2024

TrrrrrrrrTTTTn

S IIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIFY

T

YIIIIIIIIIIIIIIIIIIIIINIIF]

ed T OTTn

41 #%

ZT

v 1&0

V32
0-3 3-41

CsP

-

3

ed

78

WE™™

&4 k4 R#

/0.3%"&
78

w
'
w
o
'
o
o
o
o
w
o
'
o
o
'
'
w
'
o
o
'
o
o
'
o
o
'
o
o
'
'

G

78

-

D#H4

ORO™203#1!

T
I IIIIIIIIIIIIFIF]

[
»

T
Y IIIIIIIIIIITFI

]
I IIIIIIIF]

[
»

T
FIIIP

LE
-4xPRO™ .0

2

-,23,

\Y4

3

3%

ING

&t

&3(3h v ,

)68<%4

-

(=

SIIIIIIFD

T
IIIIIIP.

o
¥

T
III.

w
ol
w
ol

YIIIIIIIITF]

T
FIIIP

TT
»y

T
Iy

o
»y

T
YIIDIIIIIIIIIIIIIIIIF]

[T
I IIIIIIF]

T
IIIIIIIIIIIVY

4+)
02 D7

PIIIIIIIIY

o
»

T
IV

H#ORSH

b

T
Y IIIIIIIIIIIIIIII

T
7]

T
DIIIIIIIIF

T
»ry

3

PIIIIIIIIIII

-
o0
R
R
o0
e
R
R
M
D
D
D
D
D
D

T
7]

[T
»y

T
YIIIIIIIIIIIFIFI

OO
YD IIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIY ]

ed

S42%—x 3110




A
T
FIIIF.
ed
,

T

I'Ti
»r
R

T

X

3
x
o3
%

@

&

2

O
43
A 4

i:

D43y

X

a

'
o
o
'
w
o
'
o

N
N
N
N
D
N
N
D
N

b
N
N
N
N
D
N
N
N
D
N
N
D
N
n
N
N
n
N
N
D
N
N
D
N
n
N
N
n
N
N
D
N
N
D
N
\
D
N
n
D
N
n
N
N
N
N
N
D
N
\
D
N
n
D
N
N
N
N
N
N
N
D
N
N
D
N
n
N
N
n
N
N
D
N
\
D
N
N
D
N
n
N

S&T

231
2

T T
£l

Y A#4
3lLx

O
,):£

v

]
»

X BHAIMSH20

T

[
>

2]

T
I IIIIIIIIIIIIFIF]

3 | N
B S F =< H <3 ~ B
n N % E = < H 3 H
7 { s kY 2
o0 < 1 A D)
2 3 : - N m
~ " w _ N \ 1 m
1 \

; "R Hagw
= m - N a\
N - - g N
: = , Yo g . ¢ 2
z s B d B - B
L) n$ - % - & ” N
A
Q A »H = 2 3 e 3 . A
 DHANHD S . & . A
A ® i YHSoHOS % : 3
D) * - L)
™ "m 3 x X «« = B mm
0 % B - Q - x ot : x 2
R " LL E < R

&* I o) ﬁm - ) "

J ##w HA_..“ X _|N_| =

0 A o s O X -



JOURNAL OF

MOLECULAR DIAGNOSTICS AND THERAPY
Monthly Volume 16 Number 8 August 2024

CONTENTS

COMMENTS
Advances in laboratory diagnostic studies of brucellosis
DING Haitao CHEN Yuetong WANG Bo HE Juan SHI Yue LI Xiaocong WANG Rui WANG Zhanguo

ORIGINAL ARTICLES

Predictive value of Hsp90a CER and AFP for the curative effect of TACE in patients with primary liver cancer
(1399)

YAO Dongmei TIAN Tian
The role of PMS2 MTAL and VCAM 1 in the evaluation of colon cancer and prognosis

XI Lefeng ZHANG Dechen WANG Ligin LI Fengying ZHAO Zhi (1403)




Effect of self shaping catheter intubation on levels of Cor E and NA in infants with premature closure of cranial suture
HU Keke WANG Jianshe ZHENG Xin WU Fangfang (1454)

Changes of serum NSE IL 1B and 5 HT levels in patients with chronic insomnia disorder and relationship with

cognitive function and sleep
LIU Xiaochun ZHU Xiuxiu DAI Chunli (1458)

Effects of exercise rehabilitation intervention on cardiac function autophagy and mTOR pathway of patients

with chronic heart failure

HUANG Zhiping XIAO Dandan ZHONG Qianbo ZHANG Yan (1463)
Effect of semaglutide on elderly diabetic nephropathy and its effect on NLRP3 inflammasome pathway
JIN Tao WU Tianpeng WANG Xuan (1467)

Effect of remifentanil combined anaesthesia on serum IL 6 IL 2 and T lymphocyte subsets in patients undergoing
laparoscopic cholecystectomy
YAN Xiang HU Feng GAO Hua WU Shengfeng XIAO Xiaoer (1472)

Relationship between OPN CRP and RANKL levels in gingival crevicular fluid and peri implant inflammation
LI Aixia WANG Yajun MA Qin (1476)

Efficacy of preoperative lymphocyte/C reactive protein ratio combined with HALP score in the prognosis of cases

with persistent atrial fibrillation undergoing radiofrequency ablation
ZHANG Ying NAN Jinglong WU Guang REN Hairong (1480)

Study on the predictive value of serum markers sSTREM 1 and AQPS5 for infectious endophthalmitis after cataract

surgery
PAN Xuefei SHAO Ting LIU Qing (1484)
Analysis of HPV infection and TCT results in women with health examination in a tertiary hospital in Beijing

ZHU Haoyan WANG Daojing JIANG Yongwei LI Mo ZHAO Meimei KONG Xiaomu LIU Yi

GAO Peng CAO Yongtong MA Liang (1488)
Characterization of gene mutations in deafness patients of Han and Mongolian ethnicities in Inner Mongolia
GUO Xiaoyu GAO Yingting WANG Bo HE Juan LI Xuegin DING Haitao (1493)

The value of TCCD and ONSD on blood biochemical indexes APACHE score and prognosis of cerebral

resuscitation patients

XIONG Shouhui  YIN Wei ZHONG Jiao LIU Sun DAN Yong (1497)
Effects of Jianpi Runfei Pills on levels of B CAR VEGF IFN y and IL 17 in patients with pulmonary tuberculosis
ZHANG Lihong ZHANG Jiannan ZHU Yun WU Min HAN Yanbin PENG Lihuan (1502)
Analyze the influencing factors of autologous hematopoietic stem cell mobilization in patients with multiple myeloma
QIAN Wei ZHAO Yiming JIN Fengbo (1506)
The value of PCT SAA and Treg factor assays in the antimicrobial treatment of multidrug resistant bacterial
infections

WANG Haiyan HONG Lijuan CHEN Miancong SHI Liya QIN Xue (1511)

Changes of SLOX 1 sST2 and SREBP 1 in patients with coronary heart disease and their relationship with the
severity of coronary lesions
YUN Dongye SUN Huan LI Jing WANG Peng (1515)

Analysis of IL 6 CRP Hcy ACA and prognosis of patients with acute cerebral infarction

ZHANG Cuiyun MO Rui LIU Yanan (1520)
Effect of neoadjuvant chemotherapy combined with immunotherapy on locally advanced esophageal cancer and

its influence on Sil 2R IFN y and TSGF levels

WEI Dandan FANG Jinman WANG Mingxi WANG Wei TANG Zhen (1524)

The significance of serum IL 1 sE cad E2 combined with breast ultrasound in the differential diagnosis of

plasma cell mastitis and breast cancer
LI Guozhi ZHENG Yan LIU Hui CHEN Yu TAN Yanfang (1529)




Expression of SALL4 GS and HSP70 in hepatocellular carcinoma tissues and its clinical value in early screening

YIN Tingli JING Jianjun WANG Ying ZHANG Ying WANG Yin (1533)
Risk factors of cognitive impairment and predictive value of serological indexes in patients with schizophrenia

ZHAO Xiaogin HE Cuicui YANG Pingle WU Qingin YANG Yang (1537)
Correlation between TNFSF15 gene polymorphism and its related protein and primary biliary cholangitis

GAO Qi ZHANG Hua (1541)
Relationship between serum SAA HMGB1 TNF a expression and disease activity in patients with ankylosing
spondylitis

ZHANG Jie LE Jun YANG Tiantian (1546)

Efficacy of butylphthalein combined with Edaravone dextrocamphorol in the treatment of arteriolar occlusion

type stroke

ZHANG Huiying TONG Qiang ZHANG Qiuxia (1550)
Correlation between serum FIB urine RBP NAG TRF and pathological grade of kidney in children with purpura

nephritis

WU Lin PENG Yin ZHU Ying DENG Fang (1555)
Correlation between AMPK/mTOR activation and epithelial cell injury in chronic nasosinusitis

CAl Canhui  ZHU Zhongshou (1559)

Influencing factors of intracranial infection and predictive value of NF kB PCT and IL 1 in cerebrospinal fluid

after external ventricular drainage

SHEN Hechun LU Ke ZHU Sheng HUANG Jianrong LUO Kai XUE Jianrong LU Nankun LI Yaolin

FU Huangde (1564)
Effect of Huangqi Yishen Granules combined with sevelamer on TLR4 and NF kB in patients with maintenance

hemodialysis
FEI Chenggiu JIANG Ming WANG Xin WANG Yicheng (1568)

Expression and prognostic value of tumor markers cytokeratin 19 fragment antigen 21 1 ALl and PLR in

non small cell lung adenocarcinoma

WU Qiong WANG Yuanfei XIANG Haijun LIU Jin  WANG Shanghu (1573)
Efficacy of Zhenwu decoction on patients with chronic pulmonary heart disease and influence on levels of IL 8

PCT and hs CRP

SHI Dekun NIE Wei HUO Yonggiang (1577)
Clinical efficacy of NPWT combined with silver ion dressing in elderly male diabetic toe osteomyelitis and its

effect on MMP 2 TMP 1 and VEGF

CAO Ping WU Jun YUAN Qiongfang ZHOU Man HOUYilin (1582)
The relationship between 1921 amplification serum IL 21 lactate dehydrogenase and efficacy and prognosis of

patients with multiple myeloma

XU Shiyun LING Chun JIN Qichuan (1587)
The levels and clinical significance of serum IncRNA PVT1 and HIF 1a in patients with endometriosis
LI Xiaokang LEI Wenging XUE Chunyan XIONG Zaolin (1591)

Correlation between PDK1 expression in peripheral blood and inflammatory response in patients with chronic
heart failure and its clinical significance
XIANG Chunhua WANG Xu ZHAO Xue 1596

REVIEWS
The introduction of methods of bioinformatics analysis and Cut off value determination on pathogen metagenome
Sequencing reagent
BAO Wen 1600
The main function of HSD17B6 and its role in endocrine metabolism and tumors
WANG Xin FENG Hanxiao HAO Wengi ZHANG Yang WEI Fengxiang (1604)




ol

e 2024 8 16 = 8 J Mol Diagn Ther, August 2024, VVol. 16 No. 8

£ 1395 £

2
2
W
Qa
o}
A
CH
o]
m
W

o
ol
o
Q
€

Advances in laboratory diagnostic studies of brucellosis
DING Haitao CHEN Yuetong WANG Bo HEJuan SHI Yue LI Xiaocong WANG Rui WANG Zhanguo
Clinical Laboratory Inner Mongolia Peoples Hospital Hohhot Inner Mongolia China 010017

ABSTRACT  Brucellosis is a zoonotic disease with multiple clinical presentations. Due to the variety
of clinical presentations and the lack of specific symptoms laboratory diagnosis is essential to confirm the di
agnosis and treatment of the disease. The traditional laboratory tests for Brucella can be divided into culture
identification and serological tests. Nucleic acid amplification tests are a new development that has emerged in
recent years and a variety of molecular diagnostic techniques have been applied to the detection of Brucella. In
this paper we will describe the most common and updated laboratory testing methods for Brucella and com
pare their advantages and disadvantages to provide a more comprehensive guide for the diagnosis and treatment
of brucellosis.

KEY WORD  Brucellosis Laboratory diagnosis Polymerase chain reaction Metagenomic next gen
eration sequencing
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Hsp90a CER  AFP TACE

1 2
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78 TACE edag -= 2020 1 2023 1 3 Ne -
70 TACE ZT &d b " 2T mRECIST A & -~
E0S AT G N 3~ Hsp90a3CER Wi AFP
"AROC O TACE e TACE~ eda a TACE
S 72.86%ac AT n O 3 o 1/¢*=5.4403
10.928 P<0.05 GTACE » -~ Hsp90a3CER Wi AFP /b o
t=2.50132.08232.964 P<0.05 TACE - Hsp90a3CER v AFP /b
O t=7.19636.86638.687 P<0.05 G TACE » n O - Hsp90a3CER3-
AFPA 7 4 F=4.96634.81737.878 P<0.05 e Hsp90a3CER wi AFP /b
Q O 1=8.16938.434310.276 P<0.05 GROC (%) TACE
(&) Hsp90a3€ER vJj AFP ’ TACE~™ AUC P<0.05 G Hsp90a3-
CER wJj AFP (ey) TACE™ N~ c Tan w . G
a Z-T 7s BbX 90

Predictive value of Hsp90a CER and AFP for the curative effect of TACE in patients with
primary liver cancer
YAO Dongmei*  TIAN Tian®

1. Department of Oncology Linquan County People s Hospital Fuyang Anhui China 236400 2. Depart
ment of Oncology Fuyang People s Hospital Fuyang Anhui China 236000

ABSTRACT  Objective To analyze the predictive value of serum Hsp90a CER and AFP for the cura
tive effect of TACE in patients with primary liver cancer. Methods A total of 70 patients with primary liver can
cer undergoing TACE at Linquan County People s Hospital were enrolled as research subjects between January
2020 and January 2023. The postoperative curative effect was evaluated using mRECIST at 2 months after sur
gery and the treatment response rate was calculated. Based on the curative effect patients were divided into a
good group and a poor group. The baseline data levels of serum Hsp90a CER and AFP were compared between
the two groups. The predictive value of the serum indicators mentioned above for the curative effect of TACE was
analyzed using ROC curves. Results In the 70 patients with primary liver cancer the response rate of TACE was
72.86%. There were significant differences in clinical staging and tumor boundary between the good group and
poor group t/¢’=5.440 10.928 P<0.05 . Before TACE levels of serum Hsp90a CER and AFP in the poor
group were higher than those in the good group t=2.501 2.082 2.964 P<0.05 . After TACE levels of serum
Hsp90a CER and AFP in the poor group were higher than those in the good group t=7.196 6.866 8.687 P<
0.05 . Before TACE levels of serum Hsp90a CER and AFP increased with the increase of clinical staging

AHWJ2021a075
1. 236400
2. 236000

E mail y1328963@163.com
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F=4.966 4.817 7.878 P<0.05 . The levels of serum Hsp90a CER and AFP in patients with irregular tu
mor boundaries were higher than those with regular tumor boundaries t=8.169 3.434 10.276 P<0.05 . ROC
curve analysis showed that the AUC of serum Hsp90a combined with CER and AFP before TACE for predicting

the curative effect was the greatest P<0.05 . Conclusion

Serum levels of Hsp90a CER and AFP can help

predict the clinical effectiveness of TACE. These markers can provide a basis for clinical intervention.
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AUC d 95% Cl
Hsp90a 0.697 241.28 ng/mL 0.566~0.827
CER 0.739 44.32 mg/dL 0.615~0.863
AFP  0.669 156.34 ng/mL 0.
0.826
2 N X*s
Table 2 Comparison of serum indexes between the two groups Xx=*s
. Hsp90a ng/mL CER mg/dL AFP ng/mL
(@ ¢ n
- 19 250.17+25.36 135.45+15.17 46.35+4.72 32.47+4.14° 167.80+19.34 123.48+13.62°
51 232.36+26.89 106.62+14.81° 43.58+5.03 25.60+3.56 152.73+18.76 96.25+10.87°
td 2501 7.196 2.082 6.866 2.964 8.687
pd 0.015 <0.001 0.041 <0.001 0.004 <0.001
e » P<0.05c@
3 TACE 7 N X*£s
Table 3 Comparison of serum indexes in patients with different clinical characteristics before TACE x5
8] n Hsp90a ng/mL td pd CER mg/dL td pd AFP ng/mL td pd
n o 48 225.16+29.85 4,966 <0.001 42.60+4.41 4817 <0.001 146.05+15.76  7.878 <0.001
22 263.45+30.16 48.14+4.59 180.33+19.21
Q 44 213.59+30.65 8.169 <0.001 42.55+5.89 3434 0.001  140.78+15.12  10.276 <0.001
O] 26 277.14+32.77 47.35%5.21 183.95+19.78
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The role of PMS2 MTAZL and VCAM 1 in the evaluation of colon cancer and prognosis
Xl Lefeng ZHANG Dechen  WANG Ligin LI Fengying ZHAO Zhi
Department of Pathology Zhengzhou Yihe Hospital Zhengzhou Henan China 450000

ABSTRACT  Objective To investigate the role of postmeiotic protein 2 PMS2  tumor metastasis
associated gene 1 MTA1 and vascular cell adhesion molecule 1 VCAM 1 in the evaluation of colon cancer
and prognosis. Methods A total of 81 patients with colon cancer who were admitted to Zhengzhou Yihe
Hospital from January 2019 to March 2021 were selected as the study subjects. All patients underwent surgical
treatment. The expression of PMS2 MTAL and VCAM 1 in colon cancer tissues and adjacent tissues of these
patients was compared. The expression levels of PMS2 MTAL and VCAM 1 in different pathological features
were analyzed. The COX univariate and multivariate factors affecting the survival of patients with colon cancer
were examined. The prognostic survival rates of patients with different PMS2 MTAL and VCAM 1 expression
were compared. Results  The positive expression rates of PMS2 MTAL and VCAM 1 in colon cancer tissues
were significantly higher than those in adjacent tissues and the differences were statistically significant P<
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0.05 .PMS2 + MTAL1 + andVCAM 1 + inTNMstage ~ were higher than those in TNM stage ~
PMS2 + MTAl + and VCAM 1 + in lymph node metastasis were higher than those in no lymph node
metastasis PMS2 + MTAl1 + and VCAM 1 + in low differentiation were higher than those in high and
medium differentiation and the differences were statistically significant P<0.05 . However there was no
significant difference in PMS2 + MTAL + and VCAM 1 + between different tumor sizes P>0.05 . COX
univariate analysis showed that tissue differentiation G3  TNM stage ~ distant yes PMS2 +
MTAL + VCAM 1 + were the poor prognostic factors affecting the death of colon cancer patients P<
0.05 . COX multivariate analysis showed that tissue differentiation G3  TNM stage ~ distant
metastasis yes PMS2 + MTAL + VCAM 1 + were independent prognostic risk factors for death in
patients with colon cancer P<0.05 . The survival rate of the PMS2 positive group was lower than that of the
negative group the difference was statistically significant ¢=6.688 P<0.05 . The survival rate of the MTA1
negative group was lower than that of the positive group and the difference was statistically significant ¢’=
7.161 P<0.05 . The survival rate of the VCAM 1 negative group was lower than that of the positive group and
the difference was statistically significant ¢’=9.527 P<0.05 . Conclusion PMS2 MTAL and VCAM 1 are
highly expressed in colon cancer tissues. By detecting the expression of the three indicators the severity and
prognostic risk of the patients can be more accurately judged.
KEY WORDS PMS2 MTAl1 VCAM 1 Colon cancer
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3 T COX== ~ O

Table 3 COX univariate and multivariate analysis of survival in patients with colon cancer

d T
HR 95% CI d pd HR 95% CI pd
<60 =0 >60 =1 0.813 0.428~1.189 0.211
& =0 =1 0.750 0.336~1.059 0.118
0% G1/2=0 G3=1 1.835 1.137~2.315 0.015 1.554 1.081~2.233 0.007
=0 =1 0.713 0.321~1.076 0.102
TNM O ~ =0 -~ =1 2.436 1.680~3.428 <0.001 1.487 1.103~2.234 0.008
=0 =1 3.308 2.188~5.027 <0.001 1.866 1.112~2.576 0.003
PMS2 =0 +=1 3.483 2.014~5.147 <0.001 2.147 1.108~3.528 <0.001
MTAL =0 +=1 4112 2.371~6.811 <0.001 2.385 1.117~3.863 <0.001
VCAM 1 =0 +=1 4.414 1.192~14.376 <0.001 2,554 1.081~3.233 <0.001
O A X a
=T A D7
v o~ a ® gPMS?2 n 8}
H/b X & DO
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" P<0.05 G~ O o Ocecq QPD ~ POPF - .

O ~ QPD ~ POPF Ha ROC X AUC S 0.889 95%Cl A4S 0.740~
0.966 3 A A Hosmer Lemeshow =~ P=0.79330.688a
PCTa ] PD ~ POPF Xe & » c
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Construction of a nomogram model for predicting the risk of pancreatic fistula after pan

creaticoduodenectomy with PCT albumin and bilirubin levels

MA Ying' WEIJihong' HU Haiyan' ZENG Huijuan® YANG Huan' CHEN Xi?

1. Hepatobiliary Pancreatic Spleen Breast Otolaryngology day care unit Mianyang Central Hospital
Mianyang Sichuan China 621000 2. Hepatobiliary Pancreatic and Splenic Surgery Mianyang Central
Hospital Mianyang Sichuan China 621000

ABSTRACT  Objective To investigate a column line graphical model of procalcitonin PCT  albu
min and bilirubin levels to predict the risk of postoperative pancreatic fistula POPF following pancreaticoduo
denectomy PD . Methods A total of 120 patients with PD who underwent pancreatic surgery at Mianyang
Central Hospital from January 2020 to January 2023 were retrospectively selected. 7 cases were excluded leav
ing a total of 113 cases included in the study. According to a 3BL ratio 35 cases developed POPF based on the
diagnostic criteria proposed by ISGPF in 2016. Of these 26 cases were from the modeling group and 9 cases
from the validation group. We analyzed the single factors contributing to POPF after PD in the modeling group.
We included variables with P<0.05 in the binary logistic regression analysis and screened them using the Back
wald method. Based on this analysis we constructed a prediction model for the risk of postoperative POPF after

2023HY X032
1. 621000
2. 621000
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PD in a column line diagram. The AUC was used to evaluate the discrimination of the column line graph model

the calibration curve to assess the relationship between the model s predicted odds and the actual probability

and the Hosmer Lemeshow goodness of fit test to evaluate the fit of the column line graph model. Results
Comparison of the levels of pancreatic duct diameter pancreatic texture FRS score total abdominal fat ab
dominal wall fat preoperative bilirubin preoperative albumin and preoperative PCT between those who devel

oped POPF and those who did not in the modeling group showed statistically significant differences P<0.05 .
The results of multifactorial logistic regression analysis showed that pancreatic duct diameter = 0.25 cm pancre
atic texture as hard FRS score = 5 total abdominal fat = 240 cm abdominal wall fat = 98 cm preoperative
bilirubin and preoperative increase in PCT level were the risk factors affecting the occurrence of postoperative
POPF in PD and the preoperative decrease in albumin level was the protective factor affecting the occurrence of
POPF P<0.05 . Each factor corresponded to a corresponding score and an increase in the risk factor score in
creased the risk of POPF after PD surgery if the protective factor score increased the risk of POPF after PD
surgery decreased. Model validation the AUC curve in the ROC of the modeling group was 0.889 with a 95%CI
of 0.740 0.966 the calibration curve of the model in the modeling group and the validation group was close to
the standard curve Hosmer Lemeshow goodness of fit test P=0.793 0.688. Conclusion PCT albumin and
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2 PD ~ POPF Logistic 8)
Table 2 Multivariate logistic regression analysis for predicting postoperative POPF in PD patients
d pa SE Wald ¢ OR 95% CI pd
0=<0.25 cm 1=20.25 cm 1.660 0.633 6.833 5.259 1.520~18.186 0.010
0= 1= 1.473 0.637 5.424 4.362 1.251~15.203 0.018
FRS O 0=<50 1=250 1.570 0.589 9.640 4.806 1.515~15.247 0.008
0=<240 cm 1=2240 cm 1.426 0.650 5.375 4,162 1.164~14.879 0.024
0=<98 cm 1=>98 cm 1.583 0.565 7.632 4.869 1.608~14.737 0.001
(&) d 1.674 0.611 7.857 5.333 1.610~17.664 <0.001
(&) d -1.522 0.498 10.340 0.218 0.082~0.579 <0.001
O PCT d 1.620 0.596 7.863 5.053 1.571~16.251 <0.001
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0.889 0.863 P<0.05 . Logistic analysis showed that the increase of dialysis age blood phosphorus ALP
CRP iPTH OPN and FGF23 in MHD patients were risk factors for vascular calcification P<0.05 . Receiver
operating characteristic curve ROC curve analysis showed that the area under the curve AUC of serum

OPN and FGF23 were 0.845 0.891 and 0 0
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Table 1  Univariate analysis of vascular calcification in
MHD patients n %  X+s

78 78

d d
n=42 n=74 ve P
o 0.185 0.667
25 59.52 41 5541
17 40.48 33 44.59
51.24+8.87 52.30+8.47  0.637 0.526
ZT 0.556 0.906
17 40.48 27 36.49
12 2857 19 25.68
- 7 16.67 15 20.27
Eé& 6 14.29 13 17.57
3.14+0.68 4.27+1.02  6.410 <0.001
N 2.35+0.43 2,50+047  1.703 0.091
= 1.62+0.35 1.57+0.41  0.664 0.508
mmol/L 2.31+0.61 2.48+075 1252 0.213
mmol/L 1.41%0.32 2.25+0.48  10.126 <0.001
ALP U/L 94.37+14.28  76.59+13.34 6.725 <0.001
pmol/L 813.48+134.20 806.35+136.52 0.272 0.786
mmol/L 18.12+3.26 17.94+3.34  0.281 0.779
CRP mg/L 7.46+2.28 9.74+2.36  5.062 <0.001
glL 103.67£10.25 106.47+10.48 1.394 0.166
g/l 36.29+4.37  36.85+4.29  0.671 0.504
iPTH pg/mL 278.55+36.14 426.37+54.80 15.642 <0.001
OPN ng/mL 148.75+26.43  289.56+40.59 26.427 <0.001
FGF23mg/L 84.76+11.28  247.56+35.41 28.926 <0.001
22 7 7 MHD OPN3FGF23
MHD OPN3FGF23 o) 78
> X Yg> 78 o P<
0.05 a 23
2.3 MHD 78 s OPN3FGF23
Spearman & O
MHD 78 e OPN3FGF23
\l & r=0.8893.863 P<0.05
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Table 2 Comparison of serum OPN and FGF23 levels in

MHD patients with different degrees of calcification xzs

et n OPN ng/mL FGF23 mg/L
7s 21 192.82+27.10 122.54+14.60
X 7s 29 294.31+30.05° 254.27+20.73"
7s 24 368.46+35.14% 348.84+32.25%
Fd 148.683 231.201
pd <0.001 <0.001
e 78 #P<0.05 "X 7s P<0.05c
3 MHD Zs %)

Table 3  Multi factor analysis of vascular calcification in
MHD patients
pd SEA  Wald/d ORdA  95% Cl pd

0.624 0.312 4.000 1.866 1.012~3.440 0.046

0.816  0.297 7.549 2.261 1.263~4.048 0.006

ALP  0.779 0.273 8.142 2.179 1.276~3.721 0.004

CRP  0.673 0.334 4.060 1.960 1.018~3.772 0.044

iPTH 0.886 0.286 9.597 2.425 1.385~4.248 0.002
OPN  0.975 0.309 9.956 2.651 1.447~4.858 0.002

FGF23 1.143 0.311 13,507  3.136 1.705~5.769 <0.001

2.5 OPN3FGF23 MHD
78 ed
OPN3FGF23 ! MHD
78 2 AUC S0.948 ¥/b
= P<0.05 @ 4z 1a
4 OPN3FGF23 MHD 78
ed
Table 4  The predictive value of serum OPN and FGF23

levels on vascular calcification in MHD patients

d AUC  95% Cl pd

OPN  239.775 0.845 0.777~0.913 0.546 0.857 0.689 <0.001
FGF23 172.135 0.891 0.853~0.958 0.684 0.833 0.851 <0.001
’ 0.948 0.909~0.987 0.807 0.929 0.878 <0.001
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Figure 1 ROC curve
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significantly higher than those in the good prognosis group P<0.05 . Serum FT3 and FT4 levels were also

significantly lower in the poor prognosis group. High NIHSS score high hs CRP high D D

low FT3 low

FT4 high RC high maximum diameter of infarct and moderate and severe arterial stenosis were identified as

independent risk factors for poor prognosis in ACI patients P<0.05 . The area under curve AUC of serum
FT3 FT4 RC and their combined diagnosis of poor prognosis in ACI patients were 0.869 0.832 0.840 and

0.951
diagnosis P<0.05 . Conclusion

respectively. The AUC of their combined diagnosis was significantly higher than that of their single
The abnormal levels of serum FT33FT4 and RC are closely related to the

occurrence and development of ACI. The combined detection of these levels has a high diagnostic value for

predicting the prognosis of ACI patients.
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Relationship of serum ProGRP CA242 and PCT levels with Hp infection and prognosis in
patients with chronic atrophic gastritis
MA Xiaojuan WEI Mei FU Xiangyang DAI Xiuying

Department of Gastroenterology the First People s Hospital of Mengcheng County Haozhou Anhui China
233500

ABSTRACT  Objective To analyze the correlation between serum levels of ProGRP CA242 PCT
Hp infection and prognosis in patients with intestinal metaplasia of chronic atrophic gastritis. Methods 86
patients with chronic atrophic gastritis and intestinal metaplasia admitted to the First People s Hospital of
Mengcheng County from June 2020 to June 2022 were selected as the research subjects. According to whether
they were infected with Hp they were divided into group A 26 cases without Hp infection and group B 60
cases with Hp infection . Based on the curative effect of Hp group B patients were divided into a group with
good prognosis 45 cases with curative Hp and a group with poor prognosis 15 cases without curative Hp . The
study aimed to compare the ProGRP CA242 and PCT levels between group A and group B as well as between
the poor prognosis group and the good prognosis group also to analyze the correlation between ProGRP
CA242 and PCT levels and Hp infection and prognosis. This study also aimed to evaluate the value of ProGRP
CA242 and PCT alone and in combination for detecting Hp infection in intestinal metaplasia of chronic atrophic
gastritis. Results  The levels of ProGRP CA242 and PCT in group B were higher than those in group A and
the differences were statistically significant t=7.927 8.288 5.419 P<0.05 . ProGRP CA242 and PCT levels
in the poor prognosis group were higher than those in the good prognosis group t=11.092 6.897 3.788 P<
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0.05 . ProGRP CA242 and PCT levels were positively correlated with HP infection and poor prognosis r=
0.723 0.711 0.688 0.725 0.722 0.701 P<0.05 . The ROC curve showed that the AUC of combined
diagnosis was 0.912 which was higher than 0.899 0.871 and 0.886 of ProGRP CA242 and PCT alone P<
0.05 . Conclusion The levels of ProGRP CA242 and PCT are closely related to Hp infection and prognosis in
patients with chronic atrophic gastritis and intestinal metaplasia. The combined detection of the three markers has
high diagnostic value for Hp infection in patients with chronic atrophic gastritis and intestinal metaplasia.

KEY WORDS  Chronic atrophic gastritis Intestinal metaplasia ProGRP CA242 PCT Hp
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Efficacy of reduning combined with antibiotics on NLR and PLR in children with bron

choppneumonia
WANG Meigi SHI Yun SUN Yanli

Department of Pediatric Medicine Wuhu Hospital of Traditional Chinese Medicine Wuhu Anhui China
241000

ABSTRACT  Objective To explore the efficacy of reduning combined with antibiotics on neutrophil/
lymphocyte ratio NLR  platelet/lymphocyte ratio PLR in children with bronchopneumonia BP . Methods
A retrospective analysis was conducted on the data of 84 pediatric patients with BP who were admitted to our
hospital from April 2021 to February 2022. According to different treatment methods they were divided into an
antibiotic group 42 cases treated with cefoperazone and an antibiotic + reduning group 42 cases treated
with reduning in addition to the antibiotic group . The efficacy disappearance of clinical manifestations NLR
PLR serum inflammatory indicators interleukin 6 IL 6 procalcitonin PCT levels and adverse drug
reactions ADRs were compared between the two groups. Results  The total effective rate was 95.24% in the
antibiotic + reduning group which was higher than the 80.95% in the antibiotic group and the difference was
statistically significant P<0.05 . The disappearance time of cough body temperature lung rales and lung
shadows in the antibiotic + reduning group was shorter than that in the antibiotic group and the difference were
statistically significant P<0.05 . After one week of treatment the levels of NLR PLR serum IL 6 and PCT
in both groups were lower than before treatment P<0.05  with the antibiotic + reduning group were lower
than the antibiotic group and the difference were statistically significant P<0.05 . There was no difference in
ADR between the antibiotic + reduning group 9.52% and the antibiotic group 4.76% P>0.05 . Conclusion
The application of reduning combined with antibiotics for BP children has a positive effect. It can significantly
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reduce the levels of NLR PLR and serum inflammatory indicators effectively promoting symptom resolution.
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with the levels in the experimental group being lower than those in the control group and the differences were
statistically significant P<0.05 . After treatment the cycle cancellation rate and abortion rate in the
experimental group were lower than those in the control group and the clinical pregnancy rate and live birth rate
were higher than those in the control group but the differences were not statistically significant P>0.05 .
There was no significant difference in the incidence of adverse reactions between the experimental group and the
control group P>0.05 . Conclusion Compared to the GnRH a regimen alone the GnRH a + rhGH adjuvant
regimen can significantly regulate the levels of FSH LH and E, in women with advanced infertility. It also
improves the number of eggs obtained the rate of eugenic embryos and the rate of clinical pregnancy.
KEY WORDS  Recombinant human growth hormone
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the low adherence group with a statistically significant difference P<0.05 . The MMR response rate in the

high adherence group was significantly higher than that in the low adherence group also showing a statistically

significant difference P<0.05 . Kaplan Meier survival analysis revealed that the progression free survival in

the high adherence group 62.35£12.39 was significantly longer than that in the low adherence group 39.04+

10.07  with a statistically significant difference P<0.05 . Furthermore the quality of life scores in the high

adherence group were significantly higher than those in the low adherence group with a statistically significant

difference P<0.05 . Conclusion CML patients with high adherence to TKI therapy exhibit significantly bet

ter clinical outcomes. Therefore clinical interventions should be strengthened to improve patient adherence to

TKI therapy thereby enhancing prognosis.
KEY WORDS
Survival Rate
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Changes in AAPR levels in patients undergoing gallstone surgery and their significance in
evaluating disease outcomes

LV Wanzhi* SONG Wei* HU Guobing’® ZHU Shuai* MA Deming*

1. Department of Hepatobiliary Surgery Shandong University Qilu Hospital Dezhou Hospital Dezhou
Shandong China 253075 2. Department of Pharmacy Shandong University Qilu Hospital Dezhou Hospital
Dezhou Shandong China 253075

ABSTRACT  Objective To investigate the change of serum albumin ALB to alkaline phosphatase
ALP ratio AAPR in patients with gallstone surgery and its significance in evaluating the outcome of the
disease. Methods 126 patients who underwent gallstone surgery at Dezhou Hospital of Qilu Hospital
Shandong University from November 2021 to December 2023 were selected as the study group. Based on the
effectiveness of the surgery the study group was divided into a good prognosis group n=91 and a poor
prognosis group n=35 . Additionally 100 healthy individuals from our hospital during the same period were
selected as the control group. The levels of ALB and ALP in all patients were measured and the AAPR was
calculated. The receiver operating characteristic ROC curve was used to analyze the evaluation value of ALB
ALP levels and AAPR on the disease prognosis of patients who had undergone gallstone surgery. Univariate
analysis was conducted on the general data of patients with different prognoses. Statistically significant
indicators were then included in the multivariate logistic regression equation to analyze the influencing factors of
disease prognosis in patients who had undergone gallstone surgery. Results ALB and AAPR in the study group
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were lower compared to the control group and ALP was higher P<0.05 . ALB and AAPR in the good
prognosis group were higher than those in the poor prognosis group and ALP was lower P<0.05 . The AUC
assessed by ALB and ALP were 0.746 and 0.827 respectively and the AUC assessed by AAPR was 0.941.The
proportion of laparoscopic surgery in the group with a good prognosis is significantly higher than that in the
group with a poor prognosis and the C reactive protein CRP level was lower than that in the poor prognosis
group P<0.05 .CRP ALB ALP and AAPR were the influencing factors of disease outcome in patients with
gallstone surgery P<0.05 . Conclusion Low expression of AAPR in patients who have undergone gallstone
surgery is associated with a poor disease outcome. This suggests that AAPR could serve as a potential marker for
evaluating the disease outcome in these patients.
KEY WORDS  Gallstone operation Albumin Alkaline phosphatase Disease outcome
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o) d B SE Wald &< pd OR 95
CRP <8.07 mg/L=0 =>8.07 mg/L=1 0.667 0.234 8.125 0.004
ALB >31.92 g/L=0 <31.92 g/L=1 0.873 0.229 14.533 <0.001
ALP <106.16 U/L=0 =>106.16 U/L=1 0.731 0.207 12.471 <0.001

AAPR >0.28=0 <0.28=1 1.064 0.251 17.969 <0.001
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significant t=3.197 10.144 and 2.415 P<0.05 . The total fever cough wheezing lung rales and hospitaliza
tion time in the study group were lower than those in the control group and the differences were statistically sig
nificant t=10.086 6.588 6.739 12.138 10.260 P<0.05 . After one week of treatment the total effective
rate of the study group was 94.83% which was higher than that of the control group 79.31%  with statistical
significance ¢°=6.202 P<0.05 . After one week of treatment TNF o IL 10 CRP and PCT in both groups
decreased compared with those before treatment. Compared with the control group the study group was lower
and the difference was statistically significant t=3.309 4.780 4.524 18.385 P<0.05 . After one week of
treatment CD4+ and CD4+/ CD8+ in the two groups were higher than those before treatment and higher than
those in the control group with statistical significance t=2.903 2.415 P<0.05 . CD8+ decreased compared
with before treatment and the observation group was lower than the control group with statistical significance

t=2.125 P<0.05 . Conclusion In the treatment of children s bronchopneumonia the addition and subtrac
tion of Keli Dazao Xiefei Decoction can lead to a more significant curative effect.

KEY WORDS  Tinglidazaoxiefei decoction Children Bronchopneumonia Immunologic function
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Effect of self shaping catheter intubation on levels of Cor E and NA in infants with prema
ture closure of cranial suture
HU Keke WANG Jianshe ZHENG Xin WU Fangfang

Department of Anesthesia surgery Children s Hospital of Nanjing Medical University Nanjing Jiangsu
China 210008

ABSTRACT  Objective To explore the effect of self shaping catheter intubation on the levels of cor
tisol Cor  epinephrine E and norepinephrine  NA in infants with premature closure of cranial suture.
Methods According to the random number table 76 cases of children undergoing craniosynostomy under gen
eral anesthesia at the Children s Hospital Affiliated to Nanjing Medical University from December 2020 to De
cember 2021 were divided into the control group 38 cases and the observation group 38 cases . The control
group was intubated with intubation forceps while the observation group was intubated with self shaping cath
eter. The intubation related indexes laryngoscope exposure classification and the changes of ean arterial pres
sure MAP heartrate HR  blood oxygen saturation SpO, m after induction T, glottis exposure T,

1 min after intubation T, and 3 min after intubation T, were recorded in both groups. Changes in serum Cor
E and NA in the two groups were also measured. Results The intubation time in the observation group was
shorter than that in the control group and the success rate of the first intubation was higher than that in the con
trol group with statistical significance P<0.05 . There was no significant difference between the two groups
P>0.05 . The HR and MAP of the children in T,~T, groups increased and then decreased. At T2 the HR and
MAP in the observation group were lower than those in the control group with statistical significance P<
0.05 . Compared to T, the levels of serum Cor E and NA in in both groups increased by T, but the levelsin the

QNRC2016801
210008
E mail WFf_800330@163.com
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observation group were lower than those in the control group with statistical significance P<0.05 . Conclusion
Compared to the intubation assisted by intubation forceps using a self shaping catheter for nasotracheal
intubation in infants with premature closure of cranial sutures can shorten the intubation time increase the
success rate of the first intubation and result in relatively stable vital signs for the children. Additionally this
method can help lower the stress response in these infants.
KEY WORDS  Self shaping catheter Nasopharyngeal intubation Craniosynostosis Vital signs
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Table 4 comparison of serum Cor e and NA levels between the two groups x+s ng/L
; Cor E NA
x n
TO T3 TO T3 TO T3
38 157.53+£26.17 187.36+28.36" 238.57+£23.52 302.45+41.76° 208.16+25.65 363.46+37.72°
38 158.62+26.54 172.21+30.74° 239.61+23.58 278.73+32.14° 211.82+26.53 311.13+32.14°
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pd 0.857 0.029 0.848 0.007 0.543 <0.001
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Changes of serum NSE IL 13 and 5 HT levels in patients with chronic insomnia disorder

and relationship with cognitive function and sleep

LIU Xiaochun® ZHU Xiuxiu* DAI Chunli®

(1. The 7th Recuperation Department Qingdao Special Servicemen Recuperation Center Of PLA Navy Qing
dao Shandong China 266071 2. Sanatorium Zone Office Qingdao Special Servicemen Recuperation Cen
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ABSTRACT  Objective To explore the changes of serum neuron specific enolase NSE interleu
kin 13
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MoCA
classified into two subgroups

cognitive function of patients with chronic insomnia disorder at admission the patients were further
insomnia with cognitive dysfunction n=41 and simple insomnia n=49 . The
relationship between serum levels of NSE IL 13 and 5 HT at admission and MoCA score was then compared
between these two subgroups. Pearson correlation coefficient was used to analyze the correlation between the lev
els of serum NSE IL 13 and 5 HT at admission and MoCA score in patients with chronic insomnia disorder. A
receiver operating characteristic ROC curve was applied to analyze the diagnostic efficiency of serum NSE

The levels
of NSE and IL 1P showed severe group > moderate group > mild group F=76.815 34.153 P<0.05 while
the 5 HT level was manifested as severe group < moderate group < mild group F=130.092 P<0.05 . The NSE

and IL 1 levels in insomnia with cognitive dysfunction group were significantly higher than those in simple in

IL 1B and 5 HT levels at admission for patients with insomnia and cognitive dysfunction. Results

somnia group t=9.397 5.274 P<0.05 while the 5 HT was significantly lower than that in the simple insom
nia group t=9.703 P<0.05 . Pearson correlation coefficient analysis showed that serum NSE and IL 10 levels
at admission were significantly negatively correlated with MoCA score in insomnia with cognitive dysfunction
group P<0.05
analysis the ACU of combined detection with serum NSE

and 5 HT level was significantly positively correlated with MoCA score P<0.05 . ROC
IL 13 and 5 HT was 0.966 which was better
The cognitive function and sleep of patients with chronic
insomnia disorder are related to increase in NSE and IL 1 and decrease in 5 HT.

than that of single detection P<0.05 . Conclusion

KEY WORDS  Chronic insomnia disorder Serum NSE IL 13 5 HT Cognitive function
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Table 1  Comparison of general clinical data among the three groups n %  Xzs
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group t=3.676 7.814 6.978 11.593 14.147 P<0.05 the difference was statistically significant t=9.183
16.140 14.315 13.383 8.634 P<0.05 . There were no significant differences in serum levels of Myo Cr
ALT and AST between the two groups t=0.673 0.434 0.335 0.635
rehabilitation can improve cardiac function activate autophagy and inhibit the PI3K/AKT/mTOR pathway in

patients with CHF.

P>0.05 . Conclusion

KEY WORDS CHF Exercise rehabilitation Heart function Autophagy mTOR
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0 left ventricular ejection fraction 22 N Oow
LVEF %0 e N dOm ®» N 6MWD3MLHFQ O
NT terminal pro brain natriuretic peptide NT proB o P>0.05 b
NP 60 6 minute walking distance ~ 6MWD Jb MLHFQ O
6MWD 30m w - H/b o P<005 @ Ac
ée 60
O 2 N Ov Xxs
~ Minnesota Living with Heart Failure Table 2 Comparison of exercise enduranfe and quality of
i i life between the two groups Xzs
Questionnaire MLHFQ (S) - —
~ - -~ . 6MWDF m MLHFQ © O
() Y () x n - . - .
LC3  3Beclin 13Atg9a v AN PIBK3AKT3- 44 301.32+14.58 347.61+22.47° 14.77+1.45 7.13+0.69°
mTOR mMRNA A A 43 304.18+20.76 320.47+21.85" 14.29+1.71 10.24+1.08°
iy td 0.766 7.814 1.413 16.140
780 1€ > 3B pd 0.452 <0.001 0.161 <0.001
> U G e "~ » P<0.05G
1.6
£  WSPSS 200 0O 23 N
O Xzs N t @ N LC3  =Beclin 13Atg9a
t aP<0.050 lexct o P>0.05 -
5 ~ LC3  Beclin 13Atg9a
O P<0.05 c Klc
21 N - 24 N AN mTOR MRNA
@ N LVEF 3- NT
proBNP o P>0.05 @ N AN PIBK3AKTanTOR
- - LVEF b MRNA o P>
NT proBNP H/b 0.05 ~ ~ N PI3K3
o P<0.05 a le AKTanTOR mRNA HJ/b
o P<0.05 c 1ac
1 N - X*s =~
i i o 25 N A
Table 1 Comparison of cardiac function indexes between the 5
_ N Myo3CEraALT3AST
two groups Xxzs
. LVEF % NT proBNP pg/mL C P<0.05 @ a
“ @ - @ - 3
44 53.57+4.58 59.42+4.22% 421.38+54.95 226.48+34.51°
43 53.12+4.91 56.14+4.10° 415.48+57.18 297.15+37.24°
ot 0.442 3.676 0.491 9.183 CHF e 3 A
pd 0.659 0.001 0.625 <0.001 A M 2 3 A
é e » P<0.05G M CHF n e
3 N Xts
Table 3 Comparison of serum autophagy markers between the two groups X+s
. LC3 ng/mL Beclin 1 pg/mL Atg9a ng/mL
(@ ¢ n
44 0.85+0.11 1.3240.11° 18.12+1.52 27.79+2.42° 0.91+0.09 1.6210.14°
43 0.89+0.10 1.1420.13° 17.89+1.77 22.31+1.95° 0.88+0.07 1.210.13°
td 1.774 6.978 0.651 11.593 1.733 14.147
pd 0.079 <0.001 0.517 <0.001 0.087 <0.001
e "D *P<0.05G
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4 N AN PIBK3AKTanTOR mRNA

XS

Table 4 Comparison of mMRNA expression levels of PI3K  AKT and mTOR in peripheral blood between the two groups X*s

& ] PI3K AKT mTOR
44 0.9740.10 1.66+0.13° 1.02+0.09 1.78+0.18° 1.04+0.11 1.60+0.13°
43 1.00+0.11 1.29+0.11° 1.00+0.08 1.34%0.12° 1.00+0.09 1.35+0.14°
ta 1.399 14.315 1.095 13.383 1.854 8.634
pd 0.165 <0.001 1.095 <0.001 0.067 <0.001
e T o» P<0.05@
5 N Myo3CraALT3AST Xts GcLC3 3Bec~lin 13Atg9a @
Table 5 Comparison of serum Myo Cr ALT and AST CHF &
levels between the two groups Xzs 3
& n Myo pg/mL  Cr pmoliL  ALT UL AST UL ~ T e v
44 4958+552  75.68+8.12 21.38+4.42 24.47+3.81 a 3> K3 X
- 43 50.321;314 77.é§286.95 21.8223;.59 25.3164_;;.12 7 & usg
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] X NLRP3 Mo v & N T v
G 3 - FBG 3 7s HbAlc e
o t=0.69830.894 P>0.05 Ser 3 BUN 1~ d
ACR PBMCs X NLRP33€aspase 1  mRNA X u 18 IL1B 3 u 18 IL 18 =
Gasdermin D N GSDMD N H/b O t=7.88434.04932.21633.6773
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Effect of semaglutide on elderly diabetic nephropathy and its effect on NLRP3 inflamma
some pathway
JINTao WU Tianpeng WANG Xuan

The First People s Hospital of Huogiu County Lu an Anhui China 237400

ABSTRACT
diabetic nephropathy DN and its effect on the NLRP3 inflammasome pathway. Methods A total of 80
elderly patients with DN who were treated at the First People s Hospital of Huogiu County Lu an from January
2022 to January 2024 were divided into a control group and an observation group each with 40 cases according

Objective  To investigate the efficacy of semaglutide in the treatment of elderly

to the random number table method. Patients in the control group received the routine treatment for clinical DN

while those in the observation group received combined treatment with semaglutide based on the treatment
regimen of the control group. The treatment duration for patients in both groups was 3 months. After 3 months of
treatment  blood glucose levels renal function indices NLRP3 inflammatory body pathway molecule
expression in peripheral blood mononuclear cells PBMCs and NLRP3 inflammatory body downstream factor
content in serum were compared between the two groups. Additionally differences in the occurrence of drug

related adverse reactions during treatment were also assessed. Results ~ After 3 months of treatment there were
no significant differences in fasting blood glucose FBG and glycosylated hemoglobin HbAlc levels between

the two groups t=0.698 0.894 P>0.05 . The levels of blood creatinine Scr  urea nitrogen BUN and

15th010
237400
E mail 18075099957@163.com
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urinary creatinine ratio ACR

of serum interleukin 13 IL 1B interleukin 18

IL 18 and gasdermin D N terminal

the mMRNA expressions of NLRP3 and caspase 1 in PBMCs and the contents

GSDMD N in the

observation group were lower than those in the control group and the differences were statistically significant
t=7.884 4.049 2.216 3.677 5.355 7.336 6.654 7.835 P<0.05 . During the 3 months of treatment
there was no significant difference in the incidence of drug related adverse reactions between the two groups

¢’=0.581 P=>0.05 . Conclusion

The treatment of semaglutide in elderly patients with DN is helpful in

improving efficacy and ensuring treatment safety. The mechanism of its action may be related to the inhibition of

the NLRP3 inflammasome pathway.
KEY WORDS
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0 3000 r/m 10min~ O o P>0.05 & le
‘OPBMCsa PBMCs X T A&Trizol & 23 N -
b-80 X acfF mRNA = 'H ® N ScraBUNS3ACR
-= PBMCs X RNA + X 'H N o P>005 & 3 -
WP actinedéd T w PCR ScraBUNS3ACR H/b -
e PBMCs X NLRP3=Zaspase 1 mRNA (c] o P<005 e 2a
1.3.3 24 N PBMCs X NLRP3 MO mRNA
D3 3 oa -= a
N ~ 50mL O b @ N PBMCs X NLRP33€aspase 1
E X NLRP3 M D L 1P MRNA o P>0.05
interleukin 13 IL 13 3 u, 18 interleukin 18 3 - PBMCs X NLRP33Caspase 1
IL 18 3Gasdermin D N GSDMD N c MRNA H/b ~
1.3.4 a N o P<0.05 @ 3c
3 N a“ 25 N X NLRP3 MD
N T v € 3H, x> A =
3- k3 7 K & ® N XL 13 3K 1836SDMD N
1.4 o P>0.05 a 3
¥ Y SPSS 22.0 G XIL 1334 1836SDMDN =~ H
’ O @ Xxs N b - o P<0.05 @
t (c] WWn % N ic
| c @ N 26 N & XN
U ac P<0.05> oac 3 O 7 N 273
5 EX 133 M7 173 (@] 3-
T O Eée= ~ N
21 N O 7 N 373 133 " 273
®» N FBGaHbAlc O 3 o 0O Eé=
o P>0.05 g 3 - ° N &N a - N
FBGaHbALc e =T o ¢=0.482 P>0.05
1 N Xts
Table 1 Comparison of blood glucose levels between the two groups Xxzs
. FBG mmol/L HbAlc %
x n & 3 td pd & 3 td pd
40 9.82+1.76 6.91+0.95 9.202  0.000 7.84+0.96 5.97+0.88 9.082 0.000
40 9.79+1.84 6.77+0.84 9.443  0.000 7.80+0.93 5.80+0.82 10.202 0.000
td 0.075 0.698 0.189 0.894
pd 0.941 0.487 0.850 0.374
2 N - Xts
Table 2 Comparison of renal function indexes between the two groups X+s
i Scr pmol/L BUN mmol/L ACR mg/mmol
& 5 3 td  pd 5 3 td  pd 5 3 td  pd

40 195.83+£30.32 142.74+20.32 9.199 0.000 6.83+0.92 5.47+0.78 7.131 0.000 243.71+£37.49 190.33+27.54 7.257 0.000
40 194.77+£8.94 108.61+18.35 26.696 0.000 6.80+0.88 4.82+0.65 11.446 0.000 241.65+36.08 178.02+21.81 9.545 0.000

td 0.212 7.884 0.149
pd 0.833 0.000 0.882

4.049 0.250 2.216
0.000 0.803 0.030
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3 N PBMCs X NLRP3 M ao XS
Table 3 Comparison of NLRP3 inflammasome pathway related molecule levels in PBMCs between the two groups X +s
. NLRP3 Caspase 1
o n - td pd - td pd
W 3 (o) 3
40 0.84+0.13 0.76+0.09 3.200 0.002 0.76+0.09 0.66+0.08 5.252 0.000
40 0.82+0.15 0.69+0.08 4.836 0.000 0.74%0.10 0.57+0.07 8.808 0.000
td 0.637 3.677 0.940 5.355
pd 0.526 0.000 0.350 0.000
4 N X NLRP3 MD X+s  pmol/L
Table 4 Comparison of NLRP3 downstream cytokines in serum between the two groups  x+s  pmol/L
A IL 1B IL 18 GSDMD N
o n - td pd = td pd ~ td pd
(&) 3 w 3 @ 3

40 54.28+£7.10 40.15+5.48 9.964 0.000 26.03+4.31 19.74+3.05 7.534 0.000 17.32+2.40 13.01+1.78 9.123 0.000
40 53.97+7.34 32.07+4.30 16.282 0.000 26.12+4.50 15.82+2.14 13.073 0.000 17.46+2.58 10.25+1.34 15.685 0.000

td 0.192 7.336 0.091 6.654 0.251 7.835
pd 0.848 0.000 0.927 0.000 0.802 0.000
3
A DN 3 DN »N
DN oh A 3E
W4 N 3 7s
DN = v ‘e
O 3 A O 3 A
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was no statistical significance in the comparison of CD3* CD4" CD8" and CD4'/CD8" P>0.05 . However the
T, T,and T, CD3" CD4" and CD4'/CD8" levels in the observation group was higher than that in the control
group and CD8" was higher than that in the control group and the difference was statistically significant P<
0.05 . When comparing the incidence rate of adverse reactions between the two groups the difference was not
statistically significant P>0.05 . Conclusion Compared to sevoflurane combined anaesthesia remifentanil
combined anaesthesia has a lesser effect on serum IL 6 and IL 2 levels in LC patients impacting the immune
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min L 10 cm 15 ming O o P>0.05 T,3¥,37, IL 6 H/b
il WX IL 63H 2 H IL 2 /b (o)
« A e e P<0.05 G 2a
“l T E CD3 3
. . . . 1 N - 3> evM A
CD4'zD8'3D4'/CD8" & _ .
- Xxs min
133 N X Table 1 Comparison of postoperative awakening time
x C M7 sH s 3 recovery time of spontaneous respiration and catheter removal
G time between the two groups X*s min
14 x n - =M
SPSS 21.0 W O 59 6.85+2.14 2.36+0.68 8.34+2.38
- - o 63 7.96+2.52 5.78+1.35 10.27+3.59
XES tal 2.613 17.488 3.475
Ot n % pd 0.010 <0.001 <0.001
c 0O P<0.05> e oac
23 N - T E
2 + + + + +
N T,CD3" 3€D4"3€D8"3€D4'/CD8
21 N b 3> UM A o P>0.05 T,37,37,
CD3"3€D4"3€D4/CD8" /b CD§8"
~ 3 =AM Al /b o P<005 @&
b o 3a
P<0.05 G e 24 N 7 N 7T
22 N " IL63H 2 N = X T
N T,L 63t 2 o P>005 & ¥
2 N " IL 63H 2 X*s
Table 3 Comparison of postoperative IL 6 and IL 2 levels between the two groups X=s
i IL 6 pg/L IL 2 ng/mL
(o n
T, T, T, T T, T, T, T,
59  16.38+2.47  26.53+2.41°  31.52+3.68" 42.05+4.68"°  13.53+1.10  11.46%+1.35°  9.53+1.26™ = 9.21#1.34®
63  16.45+2.64  22.51+3.47°  29.86+3.45°  3574+4.77"°  13.42+1.12 12.32+1.24  10.27+#1.16®  10.34+1.28*
td 0.150 7.384 2.571 7.368 0.546 3.667 3.377 4,763
pda 0.880 <0.001 0.011 <0.001 0.585 <0.001 0.001 <0.001
T, 'P<0.05 " T, ’P<0.05 " T, °P<0.05@
3 N T E Xts
Table 4 Comparison of postoperative T lymphocyte subpopulation levels between the two groups Xzs
. CD3" % CD4" %
X n
T, T, T, T T, T, T, T,
59  60.23+9.65  56.38+8.57°  54.72+6.82°  52.6845.39"  44.78+6.10  41.87#5.14°  40.64+4.35°  39.68+4.24%
63  61.25#8.37  59.68+8.65°  57.38+5.43"  5569+5.08"  4542+6.37  43.74+4.36"  42.41+447°  4153+4.32%
td 0.624 2.115 2.390 3.175 0.566 2171 2.214 2.385
pd 0.533 0.036 0.018 0.001 0.572 0.031 0.028 0.018
. CD8" % CD4°/CD8*
(ot n
T, T, T, T T, T, T, T,
59  15.76+3.86  17.67+2.78"  18.67+2.71°  18.86+2.75"  2.23+0.86 2.31+0.73° 2.53+0.43% 2.60+0.36®
63  14.89+#3.12  15.43+2.45"  16.38+2.08"  16.42+2.42"  2.26+0.75 2.66+0.69° 2.73+0.35° 2.81+0.42°
td 1.373 4728 5.255 5.210 0.205 2.722 2.825 2.955
pda 0.172 <0.001 <0.001 <0.001 0.837 0.007 0.005 0.003
“T, P<0.05 T, °P<0.05 " T, P<0.05G
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X n M H & T
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out of 87 patients had a good prognosis and 29 had a poor prognosis. OPN CRP and RANKL levels were
higher in the poor prognosis group than in the good prognosis group and the difference was statistically

significant P<0.05 . Conclusion

The levels of OPN CRP and RANKL in the gingival sulcus fluid of

patients with PI were found to be abnormally high and correlated with the modified gingival index modified
bleeding index score and probing depth. Therefore assessing the prognosis of patients with Pl can be done by
detecting these levels in the gingival sulcus fluid. This information can provide a basis for clinical treatment.

KEY WORDS

Peri implantitis PI n
Ln M

MAN

GcEAN Y aCN
tive protein CRP M H
h MO N

bO ‘ac Osteopontin

OPN 3 ] O
OPN ™~ N T T 0 *‘a’0
PI. BF M M s
o kBYmM 7s M
Receptor activator of NF KB ligand RANKL ~

/b BYAY i

X OPN=ERP ¥J RANKL

on w e

Pl &

1 .

1.1 b
2023 3 ye -
S Pl E X
44.13+5.33 n
UT % A 42T
87T HaeD -~ Mp
n 80 3 &S E X
34 3 44.59+5.02 n
10T 30T 7% A 40T 8T HG
N n o P>0.05
Np A &
PI a A ~ Pl A
n ’ )
R (e A X

-= 2021 6

n 87 3 PI
503 3773

1T

46 3

OPN CRP Nuclear factor kB receptor activator ligand PI

1.2
1.2.1
T 32mmx10 mm -
~ % F
(c] n ™M 1 mna
X auvdA a X
& O Qo a -='0 O
a O »” N v o
(] - 200 pL
Y ~ac X E X
1 min 3500 /min L 8cm 5min
N O E -80 X" ac
1.2.2 OPN3ERP3RANKL
X O OPN 'H
A~ W 3cRPaRANKL
4L AT we =
H sa
1.2.3
b 2N D -
jo) v O  Acute physiology and chronic
health evaluation =~ APACHE " APACHE
VD3> p Vv OS50 3
060 ar7’io O 0>
~ 70 21077 ¢ O 2210 &
1.3
N ala! C 3>
@) 12} I
v D300 VA N
(@) - #O O
O D RO
e B O e X
X 3> 0O #O e
> 0O o) WL,
AV T O i c (@]
MAN xa AN 30s
(0] v 0S00D O



£ 1478 £ O e 2024 8 16 = 8 J Mol Diagn Ther, August 2024, VVol. 16 No. 8
RO O RO o é (@) 24 P 7~ OPNZRP=RANKL
RO ‘O T O °‘a G” T 8773} X 587

.o AN G - 293 R c S OPN3-

1.4 CRP3RANKL -

SPSS21.0 O o P<0.05 @ 4c
Xts i3 ot 4 =T OPN3CERP3RANKL
Pearson O OPN3€RP3RANKL Pl X+s
& P<005d oca Table 4 Comparison of OPN CRP and RANKL levels in
5 patients with different prognosis in Pl group xzs
o n OPN pg/uL  CRP mg/L RANKL pg/pL
21 N OPNZ=ERP3RANKL - 58 233.71+43.59  20.62+2.69 114.67+10.23
- 29 269.02+#38.27 31.72+#3.19  137.59+12.05
Pl OPN3ERP3RANKL td 5.573 24.199 13.193
o P<0.05 a 1 pd <0.001 <0.001 <0.001
1 N OPNsERPa3RANKL X*s 3
Table 1 Comparison of OPN CRP and RANKL levels
between the two groups Xzs ]| E b
& n  OPN pg/uL CRP mg/L  RANKL pg/uL MA ¥ 60vw mX O
80  192.50+46.50 3.25+0.34 30.89+7.22 = 0 g n A VAt A
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22 N AR L= "t = ¢
Pl 3 0 3 pe 5L Pl Q56
/b o P005 @ 26 EX5 i
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Table 2 Comparison of periodontal clinical indicators
P P “ PI X  OPNIERP
between the two groups Xzs .
¥ RANKL \l c Ez= /b
. (e) ) - -
@ n O O mm PI n 2 b4
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Table 3 Correlation analysis between OPN CRP RANKL 3 (e) 3 b
levels and Pl -r- 13 g Pl
& OPN CRP RANKL N v bp e O = =z o) a
- rd pd rd pd rd pd - “ E p| _
0.401 <0.001 0.422 <0.001 0.374 0.007 A Te T
(@) 0.491 <0.001 0.430 <0.001 0.446 <0.001 Pl = Pl
0.451 <0.001 0.431 <0.001 0.403 <0.001 A X\ O Pl T
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5 1 = o ed >
Logistic O «a,=0.053a,=0.10
21 N M LCRaHALP O 3 * 3AD "3 O
T LCR3HALP O /b T LCR H3 ®HALP OH
o P<005 < lae - T a: P<0.05 & ia
1 N QLCRaHALP O Xts 3 - T = O
Table 1 Comparison of preoperative LCR and HALP scores Table 3 Univariate analysis of recurrence after radiofrequen
between the two groups X+ cy ablation in patients with persistent AF
a n LCR HALP O - -
- T T ¢ pd
=T 78 1.65+0.45 41.05+4.21 n=78 n=24
=T 24 0.39+0.14 26.33+3.17 &
td 13.475 15.786
53 67.95 10 41.67 5368 0021
pd <0.001 <0.001 25 32.05 14 58.33
29 & LCRaHALP O ~ - <60 32 41.03 7 29.17 1093 0296
a >60 46 5897 17 70.83
S BMI kg/m? 22.67+3.15 25.13+3.44  3.274 <0.001
@ LCRaHALP OWN ’ 5244112  7.18+1.63  6.618 <0.001
~ . 2~ 21 2692 12 50.00 4.4 0.035
T o area under curve AUC O & *_ 66
N 6 7.69 2 833 0.010 0.919
S 0.837A8.759=0.904c pic = 28 3590 8 3333 0.053 0.818
" - =)
2 @LCRaHALP O 12 1538 3 12,50 0122 0727
R | od - 66 84.62 21 87.50 ' '
Table 2  Predictive value of LCR and HALP scores for ACEIARB
; diof blation i th 32 41.03 11 4583 0174 0677
recurrence after radio requency a ation In cases wit ~ 46 58.97 13 54.17 . .
persistent atrial fibrillation LVEF % 70.69+8.23 72.64+8.55  1.006 0.317
LAD mm 35.82+3.87 40.17#4.26  4.702 <0.001
AUC  95% Cl o % % LVEDD mm 4755+4.46 48.03+4.74  0.454 0.651
LCR 0.837 0.786~0.888  1.02 67.43  90.55
HALP O 0759 0.708~0.810 3369  56.43 9055 3
LCR+%ALP 0.904 0.853~0.954 86.91  85.04
2.3 B ) W H X - ]
T B = -0 » = T & b T O
BMIa- 3tAD Jb T AT N c b
o P<0.05 c KYc] - e
2.4 A B 6) - ) e}
Logistic O LCR /b 3CRP
ST Té8d D T =0 = s b ¢Tm X ~ ‘@
4 B | O
Table 4 Binary logistic stepwise regression analysis of recurrence after radiofrequency ablation in cases with persistent atrial
fibrillation
o d pd SEA Wald &< OR 95% Cl & pd
<621 =0 >6.21 =1 0.855 0.213 16.113 2.351 1.549~3.570 <0.001
-~ =0 =1 0.729 0.192 14.416 2.073 1.423~3.020 <0.001
LAD <31.99 mm=0 >31.99 mm=1 1.002 0.231 20.190 2.274 1.759~4.217 <0.001
LCR >1.02=0 <1.02=1 1.143 0.245 23.657 3.136 1.979~4.971 <0.001
HALP O >33.69=0 <33.69=1 0.916 0.219 18.669 2.499 1.650~3.787 <0.001
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12.484 P<0.05 . The levels of serum sTREM 1 and AQP5 as well as the proportion of diabetes mellitus op
eration time intraoperative blood loss and proportion of vitreous spill in the infected subgroup were higher than
those in the non infected subgroup with statistical significance t=6.536 4.026 4.392 6.934 10.544

14.508 P<0.05 . History of diabetes mellitus prolonged operation time and increased levels of serum sTREM 1
and AQP5 were identified as risk factors for infectious endophthalmitis after cataract surgery P<0.05 . Serum
STREM 1 and AQP5 showed predictive value for infectious endophthalmitis after cataract surgery and the pre

dicted areas under the curve were 0.807 and 0.905 . Conclusion The elevation of serum sTREM 1 and AQP5
levels is correlated with infective endophthalmitis following cataract surgery. Both indexes hold predictive sig

nificance for the development of infective endophthalmitis post cataract surgery.

KEY WORDS  Cataract Infectious endophthalmitis sTREM 1 Aquaporin 5
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X*s
Table 1  Comparison of serum sTREM 1 and AQPS5 levels
between the observation group and the control group Xx%s

STREM 13AQP5

[e ¢ n sTREM 1 ng/mL AQP5 ng/mL
146 121.22+21.46 37.18+8.14
120 86.14+11.32 26.24+5.61
td 13.235 12.484
pd <0.001 <0.001
2 E E STREM 13AQP5

wn

n %

&

Table 2 Comparison of serum STREM 1 and AQPS5 levels
and clinical data between infected subgroup and non infected

subgroup n %  X%s

E

E

n=31 n=115 geet P

o I 16/15 71/44 1.040 0.308
68.22+9.93 67.45£7.85 0.457 0.648

9.36+1.01 9.26+0.94 0.517  0.606

L 16 51.61 51 44.35 0519 0471

14 45.16 36 31.30 4392 0.036

M 10 32.26 25 21.74 1.482  0.223
min 41.39+5.69 34.62+457  6.934 <0.001

X0 mL 12.85+1.95 9.84+1.23  10.544 <0.001
M O 22 70.97 38 33.04 14.508 <0.001
STREM 1 ng/mL  144.87+26.45 114.95+21.50 6.536 <0.001
AQP5 ng/mL 41.71+6.89 35.96x7.10 4.026 <0.001
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1 - HPV Y n%
Table 1 HPV infection by age group n %
21~ 31~ 41~ 51~ >61 Za pa
n=10 124 n=738 n=3 723 n=3 090 n=1 803 n=770
9381 92.66 658 89.16 3451 92.69 2905 94.01 1674 92.85 693 90.00 29.721 <0.001
= 635 6.27 67 9.08 235 6.31 163 5.28 112 6.21 58 7.53 7985 0.092
108 1.07 13 1.76 37 0.99 22 0.71 17 0.94 19 2.47 ' '
2 7 HPVE O v on%
Table 2 Distribution of HPV subtypes by age n %
21~ 31~ 41~ 51~ 261 ca b
n=876 n=99 n=315 n=210 n=152 n=100
HPV 16 66 7.53 5 5.05 22 6.98 22 10.48 13 8.55 4 4.00 5.642 0.228
HPV 18 28 3.20 2 2.02 9 2.86 9 4.29 6 3.95 2 2.00 1.846 0.777
HPV 31 40 4.57 3 3.03 16 5.08 10 4.76 5 3.29 6 6.00 1.785 0.775
HPV 33 24 2,74 1101 6 1.90 10 4.76 6 3.95 1 1.00 6.209 0.158
HPV 35 23 2.63 3 3.03 5 1.59 7 3.33 4 2.63 4 4.00 3.097 0.536
HPV 39 61 6.96 9 9.09 26 8.25 12 571 7 461 7 7.00 3.312 0.507
HPV 45 7 0.80 1101 3 0.95 0 3197 0 4.584 0.223
HPV 51 85 9.70 16 16.16 33 10.48 24 11.43 8 5.26 4 4.00 12.774 0.012
HPV 52 217 24.77 14 14.14 76 24.13 57 27.14 38 25.00 32 32.00 9.515 0.049
HPV 56 60 6.85 7 7.07 25 7.94 9 4.29 13 8.55 6 6.00 3.559 0.469
HPV 58 117 13.36 12 12.12 39 12.38 22 10.48 28 18.42 16 16.00 5.868 0.209
HPV 59 41 4.68 11 11.11 15 4.76 7 3.33 3197 5 5.00 10.711 0.013
HPV 66 58 6.62 8 8.08 21 6.67 14 6.67 10 6.58 5 5.00 0.768 0.943
HPV 68 37 4.22 5 5.05 14 4.44 5 2.38 6 3.95 7 7.00 4.109 0.385
HPV 82 12 1.37 2 2.02 5 1.59 2 0.95 2 132 1 1.00 1.040 0.930
3 - TCT O v n%
Table 3 TCT detection in all age groups n %
21~ 31~ 41~ 51~ >61 ca pa
n=10 124 n=738 n=3 723 n=3 090 n=1 803 n=770
NILM 9872 97,51 712 96.48 3625 97.37 3020 97.73 1762 97.73 753 97.79 4.797 0.309
ASC 177 1.75 18 2.44 72 1.93 43 1.39 30 1.66 14 1.82 5.182 0.269
LSIL 57 0.56 8 1.08 19 051 20 0.65 9 0.50 1 0.13 6.866 0.143
HSIL 18 0.18 0 7 0.19 7 0.23 2 011 2 0.26 2.109 0.717
9276 R 91.62% N o) 147 3, 3
1.45% @ o) - w, ASC &
LSIL & & HSIL HPV T 5141% T " o HPV
70.18% 88.89% D HPV a & | o HPV =
c o P<0.001 @ M X P \l c
X HSIL B S 37.5% 6/16 HPV e
LSIL = B S 77.5% 31/40 &~ £ DNA X7 £ HPV E2
x DL HPV = E2 A E6AE7 =
o P<0.001 a ic H M K DNA
T TCT E O - ec 2
¢"' 6 -~ 13 G
ch x D HPV 163HPV 45 A HPV ¥ o ® D bm e TCT
66 e o P<0.005 e " HPV W

5a
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4 TCT " HPV Y n%
Table 4 TCT results and HPV infection n %
NILM ASC LSIL HSIL 2d pa
n=10 124 n=9 872 n=177 n=57 n=18
9 381 92.66 9276 93.96 86 48.59 17 29.82 2 11.11 485.453 <0.001
= 635 6.27 525 5.32 69 38.98 31 54.39 10 55.56 18.943 <0.001
108 1.07 71 0.72 22 12.43 9 15.79 6 33.33
5 7 TCT HPVE © n %
Table 5 HPV subtype distribution for different TCT results n %
NILM ASC LSIL HSIL 2d pa
n=876 n=679 n=122 n=53 n=22
HPV 16 66 7.53 49 7.22 7 5.74 4 7.55 6 27.27 9.317 0.02
HPV 18 28 3.20 23 3.39 3 2.46 1 1.89 1 4.55 0.776 0.829
HPV 31 40 4.57 30 4.42 4 3.28 5 9.43 1 455 3.336 0.288
HPV 33 24 2.74 19 2.80 4 3.28 0 1 455 2.009 0.477
HPV 35 23 2.63 15 2.21 6 4.92 2 3.77 0 3.541 0.246
HPV 39 61 6.96 53 7.81 7 5.74 1 1.89 0 3.773 0.267
HPV 45 7 0.80 2 0.29 4 3.28 1 1.89 0 10.534 0.011
HPV 51 85 9.70 67 9.87 12 9.84 5 9.43 1 455 0.696 0.897
HPV 52 217 24.77 177 26.07 27 22.13 8 15.09 5 22.73 3.781 0.286
HPV 56 60 6.85 46 6.77 6 4.92 7 13.21 1 455 3.782 0.260
HPV 58 117 13.36 91 13.40 19 15.57 6 11.32 1 455 2.185 0.535
HPV 59 41 4.68 34 5.01 7 574 0 0 3.399 0.284
HPV 66 58 6.62 39 5.74 8 6.56 9 16.98 2 9.09 8.781 0.024
HPV 68 37 4.22 26 3.83 7 5.74 3 5.66 1 455 1.932 0.561
HPV 82 12 1.37 8 1.18 1 0.82 1 1.89 2 9.09 6.800 0.053
X 10 124 3 X HPV S — O & O cna
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¢.235delC showed significant differences between the two nationalities. Conclusion The GJB2 c.235delC and
SLC26A4 ¢.919 2A >G mutations were most commonly found in patients with NSHL in our region. The
frequency of the GJB2 gene mutation in Han patients was significantly higher than in Mongolian patients and
the mutation spectra of the GJB2 and SLC26A4 genes also differed between the two groups.

KEY WORDS  NSHL Han nationality Mongolian ethnicities Gene mutations Mutation frequency
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5 X18T X Eé& > G
o ] D 56.32% 49/87
2.1 L5 E X GJB2 o O S29.89% 26/87
X 6273 49.6% a SLC26A4 o) O S 22.9% 20/87
h' T D Yy EX 3173 24.8% i o) S 34.21% 13/38
& GJB2 D 26 3 20.8% & E X GJB2 > O S 13.16% 5/38
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D 273 16% & MT CO1 > 2a
2 & @ LNSHL D v n=125 n %
Table 2 Genetic mutations of NSHL patients in the Inner Mongolia region n=125 n %
> oYy A n=87 A n=38
GJB2 T > c.235delC 9 10.34 1263
T D ¢.2350elC/c.299_300del AT 7 8.05 2 5.26
c.235delC/c.176_191del16 1115 1263
c.235delC/c.35delG 1115 0 0.00
c.235delC/c.427C>T 1115 0 0.00
¢.235delC/c.512insAACG 1115 0 0.00
= > c.235delC 6 6.90 1263
SLA26A4 - €.919 2A>G 3 345 2 526
. €.919 2A>G/c.2168A>G 2 2.30 0 0.00
€.919 2A>G/c.1336C>T 1115 0 0.00
€.919 2A>G/c.281C>T 2 230 0 0.00
€.919 2A>G/c.2027T>A 1115 0 0.00
€.2168A>G/c.1336C>T 1115 0 0.00
€.2168A>G/c.1174A>T 1115 0 0.00
- > €.919 2A>G 5 5.75 2 526
C.2168A>G 2 2.30 2 526
¢.1181_1183delTC 1115 0 0.00
c.1336C>T 1115 0 0.00
GJB3 =) €.538C>T 2 2.30 1263
MT CO1 > m.7444G>A 1115 1263
GJB2 >y B H 3 & 1 LNsHL H > vyn%
25.29% 55/250 SLC26A4 . 15.6% 39/250 Table 3  Allelic mutation profiles of NSHL patients in Inner
GJB3 S12% 3250 O S+ =~ D Mongolia region n %
MTcol  [16% 4/250 O S >a vy v
Al i X H D) S n=174 i n=76
GJB2 c.235delC 35 20.11 6 7.89
X GJB2 oy . H c.176_191del16 1 057 1132
26.44% 46/174 SLC26A4 >y B ¢.350elG L 057 0 0.00
- c.427C>T 1 057 0 0.00
H H 17.82% 31/174 1 ¢.512inSAACG 1057 0 0.00
X GJB2 >H . H SLC26A4 ¢.919 2A>G 17 9.77 6 7.89
0 i C.2168A>G 6 3.45 2 263
H 11.84% 9/76 SLC26A4 >H C1336C5T 3 172 0 0.00
[ | H H 1053% 876 & 3a ¢.281C>T 2 115 0 0.00
22 €.2027T>A 1 0.57 0 0.00
c.1174A>T 1057 0 0.00
2 36JB2 2 A GJB2 c.1181_1183delTC 1057 0 0.00
c.235delC H > N GJB3 ¢.538C>T 2 115 11.32
2 115 2 2.63

o P<0.05 a 1ac MT CO1l  m.7444G>A
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TCCD ONSD
APACHE

O _— TCCD 3 ONSD o
7s 3 - o) v O APACHE ¥ ~ 6da -=
2023 1 2023 12 h e M TCCD ~ ONSD o
n=100 &3 S S5 B o n=100 S
G N a -~ 1 vwo &1 78 WBC 3 HGB 3
CK 3 ’ CK MB 3 BNP 3~ Scr 3- TBIL 3 B
ALT w'H = PT N a "~ 1 vwo &1 APACHE O3
- O SOFA vi N O GCS & T a "~ 1 WBC3~
HGB3CK3EK MB3BNP3Scra¥BIL3ALTIPT ¥ APACHE 3SOFA36CS O
o P>0.05 0 D1 WBC3HGB3EK3cK MB3BNP3ScraTBIL3ALT3PT vj APACHE
380FA3ECS O /b o P<0.05 ’ S RV | H/b
o =5.307 P<0.05 G TCCD ~ ONSD w/b o
7s e " a
— 78 s jo v O

The value of TCCD and ONSD on blood biochemical indexes APACHE  score and prog

nosis of cerebral resuscitation patients
XIONG Shouhui  YIN Wei ZHONG Jiao LIU Sun DAN Yong
Emergency EICU Changde First People s Hospital Wuling District Changde Hunan China 415003

ABSTRACT  Objective To analyze the value of transcranial color Doppler ultrasound TCCD and
optic nerve sheath diameter ONSD monitoring on blood biochemical indexes acute physiology and chronic
health evaluation APACHE and prognosis of cerebral resuscitation patients. Methods Cerebral
resuscitation patients with cardiac arrest who received TCCD combined with ONSD monitoring treatment at
Changde First People s Hospital from January 2023 to December 2023 were selected as the study subject and
categorized as the combination group n=100 . The control group n=100 consisted of patients who received
routine monitoring treatment during the same period. The blood biochemical parameters white blood cell count

WBC hemoglobin HGB  creatine kinase CK  creatine kinase isoenzyme CK MB  brain natriuretic
peptide BNP serum creatinine  Scr total bilirubin TBIL alanine aminotransferase ALT and
prothrombin time PT  of the two groups were compared on the 1st day after admission and the 1st day before
discharge.

2022 51 13
EICU 415003
E mail danyong1221@163.com
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P>0.05 . However the WBC HGB CK CK MB BNP Scr TBIL ALT PT levels and APACHE
SOFA GCS scores of the combined group were better than those of the control group one day before discharge
and the difference was statistically significant P<0.05 . The incidence of adverse events in the combination
group was lower than that in the control group and the difference was statistically significant ¢’=5.307 P<

0.05 . Conclusion

TCCD combined with ONSD monitoring can improve the blood biochemical indexes and

critical symptoms of patients undergoing cerebral resuscitation after cardiac arrest. This combination can also

enhance the prognosis of patients.

KEY WORDS
o S 3
W = V5
M'a o kK T
’ - T ye
T - T e ’
- K
Es E A H é= o
K . F - ‘a
— Transcranial color Doppler ultrasound
TCCD e D
D7 C >
K X ‘a (@)
Optic nerve sheath diameter ONSD ™™
kK T ’ a c
T ye ‘a
TCCD ~ ONSD 0
7s 3 T P v O
Acute physiology and chronic health evaluation
APACHE w ~ ©6d dn wW> ]
1 -
11
-= 2023 1 2023 12 h
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o eod S
S5 7 1003 7
o o) cseEX -’
55.72+8.37 59 3 41 3, o
Z 34 33 24 334M
2333EE 193 ac 55.48+
8.29 60 3, 40 3, oZ
37 33 22 334M
2133E&€ 203aN h
o P>0055ac a A ’ o a
AcC o <15 min R
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\ TCCD ~ ONSD e
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e - Oy A
TCCD S 1~5 MHz
D @&ONSD Mindray
M9 — te £ 7.5MHz
be c , G H
'3 ~— ylb X a/b
3 mm ONSD 3 -=
TCCD ~ ONSD

3> vJ

dg
(=X e

1.3
a - 1 wO ®1
5mL 23500 r/min L 12cm
c = /b-80 Y e
BS 800 A %0 i€
White blood cell count WBC 3- Hemo
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Creatine kinase isoenzyme CK MB 3- 1.6
Brain natriuretic peptide BNP @ X SPSS 22.0 wo (]
Serum creatinine Scr c a o X+s N .
H Jbe A e t é »” £
1.4 Cc t n % c a0 P<0.05
ba -~ 1 wo ®»1 a ca
c ev 29a o
APACHE 0O’ ¢
GAPACHE 030-710 O 21 7 o
..... a
- O Sequential N &~ 1 WBCaHGB=xXK=zxXK MB3-
organ failure assessment scores SOFA ° < BNP3ScratBIL3ALTEPT
- aC UM 3H 3 o P>0.05 -0 ®1 WBCaHGBaK3-
3 > A 6T T CK MB3BNPaScrafBILALTEPT F/b
O 03040 0d0-240 O o P05 @ le
- = a 22 7 o
N O Glasgow coma score O
GCS ' ¢ - a&GCS Ud3-15 N & "~ 1 APACHE =SOFA3SCS
O <120 <8 O 0 o P>005 ~~ O
) - c D1 APACHE =SOFA35CS O ¥J/b
1.5 b o P<0.05 @ 2a
3T N - 23 7 o ~
yaW=T e AR Y%
ka3 3A (o) K3 ’ e RS | H/b
(o} g 3> 3> v M a o P<0.05 a Kfc
17 o X*s

Table 1 Comparison of blood indexes in patients with cerebral resuscitation after cardiac arrest by different monitoring methods

X*s
n=100 n=100 td pd
WBC x10°/L a "~ 1 16.53+4.74 16.77+4.82 0.355 0.723
O »1 19.84+4.97° 18.19+4.93° 2.357 0.019
HGB g/L a "~ 1 120.32+9.67 119.18+9.59 0.837 0.403
O ®1 126.48+9.81° 123.0949.72° 2.454 0.015
CK U/L a "~ 1 626.79+48.37 621.71+48.19 0.744 0.457
O »1 412.58+43.36° 483.34+44.63° 11.371 <0.001
CK MB U/L a "~ 1 93.46+7.74 92.97+7.68 0.449 0.653
O ®1 64.37+6.82° 72.48+7.12° 8.225 <0.001
BNP ng/L a "~ 1 739.46+51.47 742.61+52.13 0.430 0.667
O »1 387.29+45.72° 433.52+46.68° 7.075 <0.001
Scr pumol/L a "~ 1 298.56+33.49 302.89+34.41 0.901 0.368
O ®1 172.46+26.63° 207.67+29.74° 8.820 <0.001
TBIL pmol/L a "~ 1 114.84+13.86 115.48+14.03 0.324 0.746
O »1 69.24+11.79° 79.93+12.63" 6.187 <0.001
ALT U/L a "~ 1 142.29+16.36 141.44%16.21 0.369 0.712
O ®1 86.68+12.24° 99.58+13.37° 7.117 <0.001
PT s a "~ 1 18.92+3.76 18.92+3.76 0.267 0.789
O »1 16.07+3.02° 17.74%3.43° 3.654 <0.001

a -~ 1 P<0.05a@
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2 - o ) O X5
Table 2 Comparison of symptom scores in patients with cerebral resuscitation after cardiac arrest by different monitoring methods
Scores, X+s
. APACHE SOFA GCS
X n
) a - 1 O ®1 a - 1 O ®1 a - 1 O ®1
100 33.42+4.97 16.73+3.98° 10.49+2.42 6.18+1.57° 8.83+2.16 13.86+2.92°
100 33.83+5.14 21.19+4.26° 10.68+2.52 7.76+1.69° 8.76+£2.17 11.79+2.63°
td 0.573 7.650 0.544 6.849 0.226 5.267
pd 0.567 <0.001 0.587 <0.001 0.821 <0.001
a v 1 ’P<0.05@
3 7 o V4 n %
Table 3 Comparison of prognosis of patients with cerebral resuscitation after cardiac arrest by different monitoring methods
n %
. - A o
X n Kk o & , M
100 5 5.00 4 4.00 3 3.00 3 3.00 2 2.00 2 2.00 4 4.00 23 23.00
100 8 8.00 6 6.00 4 4.00 4 4.00 4 4.00 3 3.00 9 9.00 38 38.00
cgd 5.307
pd 0.021
e = L=
3> 1y
- X Mé o
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1 Lott C TruhlaF A Alfonzo A et al. European Resuscitation
Council Guidelines 2021 Cardiac arrest in special circum
stances J . Resuscitation 2021 161 152 219.

2 Sandroni C Cronberg T Sekhon M. Brain injury after car
diac arrest pathophysiology treatment and prognosis J .
Intensive Care Med 2021 47 12 1393 1414.

3 Huppert EL  Parnia S. Cerebral oximetry a developing tool
for monitoring cerebral oxygenation during cardiopulmonary
resuscitation J . Ann N Y Acad Sci 2022 1509 1 12 22.

4 Chen X XuJ Zhang Y et al. Evaluation of hemodynamic
chracteristics in posterior circulation infarction patients with
vertebral artery dominance by color doppler flow imaging and
transcranial doppler sonography J . IntJ Neurosci 2021 131
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percentage of peripheral blood CD8" in 2 groups were lower than before treatment and the combined group was
lower than the conventional group with statistical significance P<0.05 . The levels of serum IFN vy
percentages of peripheral blood CD3" CD4" and CD4'/CD8" forced expiratory volume FEV1 forced vital
capacity FVC  and FEV1/FVC increased compared to before treatment with the combined group showing
higher levels than the conventional group all with statistical significance P<0.05 . Conclusion Jianpi Runfei
pills could improve the levels of serum B CAR VEGF IFN y andIL 17 enhance immune function and lung
function in patients with pulmonary tuberculosis. They also promote the improvement of clinical symptoms and
signs in patients showing a positive therapeutic effect.
KEY WORDS  Tuberculosis Spleen invigorating lung pill 3 CAR VEGF IFNvy IL 17
K G A F X AH
n s SwosH = X - 3
= O A 34 =T = -
O 3> A é ’ EéevuMm ]
T = T'ae o - s 1.3
F m oz 30 A
r X AT A H21022351 0.3 g 300 mg/
o) ¥ 1 M Y m A A
bX- & Nl N N s - A H21022349 0259 0.75¢g/ 1 /d
b W g b w A AT A
F m - : 123 ‘ap H21021905 0.15g 0.45¢g/ 1 /d.
Bs BY0 > 3 3 A AT A H21022354
e é 3p 3 A% - 0259 059/ 2 Md T @
G j o) B ’ P B
0O E MX T B + vE I AT A 720025862
B carotene B CAR 3 & vascu 0.3d/B3 N 09g 2 /daN
lar endothelial growth factor VEGF 3- y in Nda
terferon y IFN y 3 L 17 interleukin 17 IL 1.4
17 T 2a 141 n”
1 . 90d”~ a A n
c n a A
1.1 b & AM n
2020 1 2023 4 n - 3M e “h Loe
120 3> M 3% e - S ac
0> 603 A Ac = + R/ 3
P B 603 a x100% c
31~69 51.27+4.73 3573 253G 142 nN 3M A4
’ 30~69 50.85+4.85 N A 3 3 3
33 3 273aN N 3> 3 12}
o P>005 e ] n a
4 1 w Np Ac 1.4.3
1.2 as A (1) 90d~ A 5 mL
a A - 4 taxd e 3 500 r/min 10 min 1L
A 3 =0 10 cm X M
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B CAR3VEGFS3IFN yat 17 'H c 1 N n n %
AT wae Table 1 Comparison of clinical efficacy between the two
144 X groups n %
MO 90d"~ CytoFLEX @ n
. - 60 28 46.67 24 40.00 8 13.33 52 86.67
e X A N N ’ 60 32 5333 254333 2 333 58 96.67
CD3"'3€D4" 3€D8" CD4'/ cd 3.927
CD8’ T 143a pa 0.048
145 -
Y 90d”~ e

A~ CHESTAC 8300 N (V)
Forced expiratory volume FEV1 3 O
forced vital capacity FVC aFEV1/FVC e
15
SPSS 23.0

2 N n 3M v xxs d
Table 2 Comparison of improvement of clinical symptoms and signs between the two groups x+s d

(o n A A A 3
60 29.74+5.94 31.29+6.38 24.39+4.32 19.48+4.83 75.94+8.38 43.29+6.37
60 18.77+4.18 22.61+4.97 15.47+3.28 13.29+3.72 61.22+6.39 34.51+5.30
td 11.699 8.314 12.738 7.865 10.820 8.207
pd <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
3 N X*s

Table 3 Comparison of serum cytokine levels between the two groups X%s

x n 3 CAR pmol/L VEGF pg/mL IFN y pg/mL IL 17 pg/mL
@ 60 1.97+0.32 388.50+16.54 5.24+0.73 43.69+7.30
’ 60 1.93+0.29 389.84+19.48 5.47+0.81 44.21+6.94
td 0.717 0.406 1.634 0.400
pd 0.475 0.685 0.105 0.690
90d~ 60 1.61+0.27* 368.59+14.30° 7.16+0.69° 22.18+5.43*
’ 60 1.38+0.19% 327.95+11.05% 8.07+0.73" 13.02+4.17°
td 5.396 17.419 7.017 10.363
pd 0.001 0.001 0.001 0.001

@ P<0.05@
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4 N X -~ X*s
Table 4 Comparison of immune function between two groups X#s
& n CD3" % CD4" % CD8" % CcD4*/CD8"
» 60 46.84+3.52 34.02+3.62 33.20+4.58 1.02+0.35
60 46.48+3.47 34.88+3.77 33.62+4.73 1.04+0.36
td 0.564 1.275 0.494 0.309
pd 0.574 0.205 0.622 0.758
90d~ 60 57.41+4.60" 39.68+4.20° 30.60+3.58" 1.30+0.44°
60 65.02+7.93" 47.51+5.72° 25.17+2.84° 1.89+0.61°
td 6.430 8.547 9.204 6.076
pd <0.001 <0.001 <0.001 <0.001
R ) *P<0.05G@
5 N - X*s AM ‘a
Table 5 Comparison of lung function between two groups g 90d”~ b A 3
X2$ 3 3 3
& n FEVIL FVCL FEVIFVC % 3 Vi
®» 60 0.94+0.24 1.31+0.32  0.72+0.27 _
60 0.93+0.22 1.33+0.35  0.70+0.24 /b p B
td 0.238 0.327 0.429 n AM E
pd 0.812 0.744 0.669 s = 10
90d~ 60 1.41+0.31° 1.66+0.41°  0.85+0.19° a G
60 1.75+0.42° 1.88+0.44°  0.93+0.22° B CAR™ M ~
td 5.045 2.834 2.132 A ~ M 7 N
pd <0.001  0.005 0.035 . . -
U E 3 " VEGF é kn a
(& P<0.05@
12 ED>™
3 IL 173N vy M N AX -~
e e “a ’
h
5 90d"~ B CARaVEGFaH 17 3 A
T e > cD8" HJ/b Ny 3 A
b ¥ ®  (D3'3cD4’ W CD4'/CDS 3FEV1SFVCSFEV/
6 .
K°'acw 3 EVC /b P B —
xne © MX HE X
N F X ; - -'-r.'] 5 14 a
} T ) G SJ/J 15 933 . -
X o H of T 7
3> b Nk = Q e & H
- - o _ X
s 3 7% OQ N M N v & Yo x
8 o --
cp BXy> 3 e p e AS voa
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SAA [ N a T & -
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3 3+ oe 3= P -
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dian number of collections of 1 1 3 . The median CD34+ cell count among successful collections was 5.15
2.32 25.5 x10°/kg. For the 6 patients who received plerixafor the collection success rate was 100% 6/6
with a median CD34+ cell count of 7.13 3.08 25.5 x10%kg. No statistically significant differences were ob
served in CD34+ cell collection quantities among patients of different genders ages BMI levels primary dis

ease remission levels number of chemotherapy cycles and disease subtypes P>0.05 .
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b-80 Y & N o A N 1 " Ly
CD34" Im <2x10°/kg ~ - Table 1 patients clinical baseline data for the effects of stem
CcD34* In 22x106/kg F£°° CD34' cell collection
>5 ><106/kg(3 - n CD34+ x10%/kg ud pd
a 126 0.145
1.2.3 22 8.16 0.36 25.5
CD34+ 16 59 0.3511.1
—_ o ) 138 0.377
S Beackman A navios 15 c] <60 24 765 035 25.5
1.24 Eé >60 14 5.8 2.32 13.3
a2 (3(3!\/], BMI =~ E BMI 176  0.954
<24 17 8.1 0.35 255
3 D34 + X S 224 21 6.7 1.116.68
N i % N c” 1y 190 0.784
5 ~ PR 18 6.65 0.35 19
owu D NIH CTCAE40 Aac SPR 20 765 0.36 255
1.3 D% 110  0.082
SPSS 22 W 6 <4 24 7.65 0.36 25.5
. - >4 14 6.75 0.3513.3
G L X+£s E 146 0.331
t 1gG 18 6.83 0.35 16.68
1gG 20 8.49 0.36 25.5
2 wFET = O n% Xts
Table 2  Univariate analysis affecting stem cell collection
n% Xz*s
PN PN
n=25 n=13 Ve P
(e} 6.545 0.015
16 64.00 6 46.15
9 36.00 7 53.85
2455 0.117
<60 18 72.00 6 46.15
>60 7 28.00 7 53.85
BMI 2.040 0.199
<24 12 48.00 5 38.46
>24 13 52.00 8 61.54
2.001 0.203
PR 11 44.00 7 53.85
>PR 15 56.00 6 46.15
D7 13.25 <0.01
<4 19 64.00 5 38.46
>4 6 36.00 8 61.54
WBC x10°%/L 14.02+18.55 5.96+7.38 1.901 0.054
TC mmol/L 4.81+1.25 4.75+1.07 0.158 0.896
TG mmol/L 1.51+0.81 1.45+0.88 0.196 0.877
LDL C mmol/L 1.18+0.31 1.14+0.25 0.354 0.775
HDL C mmol/L 2.82+0.90 2.12+0.79 2.301 0.027
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3 F= " MO Logistic O
Table 3 Binary logistic stepwise regression analysis of prognosis in stem cell harvest
> d B S.E. Wald Exp B 95% C.I. pd
D7 <4 =1 >4 =2 -2.786 1.265 4.852 0.062 0.005~0.736 0.028
LDL C < d=]1 LDHCz d=2 2.95 1.199 6.055 19.109 1.823~200.329 0.014
2.4 () > a a AN N i C]
§) 2019 W0 W e O A
Xy A " CD34+ b X" G CSF
\l & R’=0.4128 P<0.01 & ! N"@a o
25 7 N MM N X
TN ~N X o ! 36 CSF
M e T ~ N S -~ MM M N X
ro ~ e T - T T N S W /b
(] ic N WD @& N
4 T N W T % - ce \,h e
Table 4 Adverse Reactions and Complications % B N __'E - ) BT
- ! - E" v
7% 42.11 16/38 X A HE ~
H 42.11 16/38 . e E T a ~
i 226?;.3618 19(73388 Ch3a+ o Y¥&™ <
. 7.89 3/38 Q X o h
17} 5.26 2/38 ~'H M A - a
2.63 1/38 -
w M AN + =T
3 a3 av e
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®» MM T b 7 KN
- i X =T - c Ece h
K auto HSCT ww MM h h O T A
g h () W E Yaeo T H
NekK ~N  C 7% : E CD34+ be H
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The value of PCT SAA and Treg factor assays in the antimicrobial treatment of multidrug
resistant bacterial infections
WANG Haiyan HONG Lijuan CHEN Miancong SHI Liya QIN Xue

Department of Nosocomial Infection Management the First Affiliated Hospital of Hainan Medical College
Haikou Hainan China 570102

ABSTRACT  Objective To investigate the value of serum procalcitonin PCT  blood amyloid
SAA and regulatory T cell Treg associated factor assays in guiding antimicrobial drug therapy for patients
with multidrug resistant bacterial infections. Methods 380 cases of multidrug resistant bacterial infections
admitted to the First Affiliated Hospital of Hainan Medical College from January 2022 to July 2023 were
selected the test group and 378 patients who underwent physical examinations in the hospital during the same
period and were normal and healthy were selected as the control group. The study aimed to compare the serum
PCT SAA transforming growth factor B TGF (3 and interleukin A7A ILA7A levels between the two
groups to analyze the single multifactorial factors affecting multidrug resistant infections by using multivariate
logistic regression model and the serum PCT SAA TGF (3 and ILA7A levels of the patients in the test group
with different efficacies before and after the treatment. The levels of PCT SAA TGF [ and ILA7A
individually and in parallel to assess the value of antibiotic treatment efficacy were analyzed. Results The

19A200058
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E mail wanghaiyan202405@126.com
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serum PCT SAA and ILATA levels in the test group were higher than those in the control group and the TGF B
P<0.05 .
Univariate regression analysis showed that serum PCT SAA TGF [ and ILA7A levels were single factors

level was lower than that in the control group and the difference was statistically significant

affecting multi resistant infections and further rows of multivariate logistic results showed that serum PCT >
0.5 pg/L  SAA > 10 mg/L
infections P<0.05 . There were 307 cases in the effective group and 73 cases in the ineffective group. There

reduced TGF (3 and elevated ILA7A were risk factors affecting multi resistant

was no statistically significant difference in the comparison of serum PCT SAA TGF 3 and ILA7A between
and the levels of PCT SAA and ILA7A in the effective group were
lower than those in the ineffective group and the level of TGF (3 was higher than those in the effective group

with statistically significant differences after 7d of treatment P<0.05 . The ROC curve showed that the AUC of
the four parallel assays of PCT SAA TGF [ and ILAT7A for assessing the efficacy of antibiotic therapy was

the two groups before treatment P>0.05

0.762 which was significantly higher than that of the individual assays P<0.05 . Conclusion The levels of
serum SAA PCT and Treg cell associated factors play a significant role in guiding the antibiotic treatment of
patients with multidrug resistant infections. These indicators have the highest accuracy when tested in parallel

providing a certain basis for developing a reasonable treatment plan in clinical practice.

KEY WORDS PCT SAA regulatory T cells Multidrug resistant infections Antibiotics
X ed
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& n PCT SAA TK
* ug/L mg/L
378 0.37+£0.04 7.16%2.26
380 4.69+0.48 118.55+28.43
td 174.378 68.887
pd <0.001 <0.001
3 T - W Logistic %)
Table 3  Single multifactorial multivariate logistic regression analyses affecting multi drug resistant infections
> a - (O] (O]
OR 95% CI pd OR 95% ClI pd
PCT X, <0.5 pg/L=0 >0.5 pg/=1 2.016 1.152~3.487 <0.001 1.849 1.211~2.824 0.002
SAA X, <10 mg/L=0 >10 mg/L=1 2.341 1.107~4.911 0.019 1.554 1.081~2.233 <0.001
TGF B X, d 1.596 1.223~2.084 0.015 1.736 1.137~2.652 <0.001
ILA7A X d 4.414 1.192~14.376 0.009 1.606 1.185~2.176 <0.001
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Changes of SLOX 1 sST2 and SREBP-1 in patients with coronary heart disease and their
relationship with the severity of coronary lesions
YUN Dongye'  SUN Huan' LI Jing> WANG Peng’

1. Department of Cardiovascular Medicine 2. Department of Emergency Inner Mongolia Autonomous Region
People s Hospital Hohhot Inner Mongolia China 010017

ABSTRACT  Objective To explore the changes of serum soluble lectin like oxidised low density li
poprotein receptor 1 sLOX 1  sterol regulatory element binding protein 1 SREBP 1 and soluble growth
stimulation expressed gene 2 sST2 in patients with coronary heart disease CHD and their relationship with
the severity of coronary lesions. Methods A total of 156 patients with CHD treated at Inner Mongolia Autono
mous Region People s Hospital were enrolled in the CHD group between April 2020 and April 2022. This group
included 51 cases of stable angina pectoris SAP group 63 cases of unstable angina pectoris UAP and 42
cases of acute myocardial infarction AMI . Additionally 50 healthy controls were enrolled during the same pe
riod as the healthy group. The levels of SLOX 1 sST2 and SREBP 1 and QRS wave duration were detected in
all subjects. These indexes were compared between healthy controls and CHD patients and among patients with

2023WZ12
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different Gensini scores and number of lesions were compared. The relationship betweensLOX 1 sST2 SREBP 1
the severity of coronary lesions and QRS wave duration was analyzed using the Spearman correlation coeffi
There were significant differences in sSLOX 1 sST2 SREBP 1 levels and QRS wave duration
among the SAP group UAP group AMI group and healthy group P<0.05 . The levels of SLOX 1 sST2 and
SREBP 1 and QRS wave duration were gradually decreased in AMI group UAP group SAP group and healthy

cient. Results

group and the differences were statistically significant P<0.05 . There were significant differences in sLOX 1
sST2 SREBP 1 levels and QRS wave duration among 0 20 point group 20 40 point group and = 40 point group
P<0.05 . The levels of SLOX 1 sST2 and SREBP 1 and QRS wave duration were gradually decreased in = 40
point group 20 40 point group and 0 20 point group and the differences were statistically significant P<0.05 .
There were significant differences in sSLOX 1 sST2 SREBP 1 levels and QRS wave duration among triple ves
sel group double vessel group and single vessel group P<0.05 . The levels of SLOX 1 sST2 and SREBP 1
and QRS wave duration were gradually decreased in triple vessel group double vessel group and single vessel
group and the differences were statistically significant P<0.05 . Conclusion The levels of sSLOX 1 SREBP 1
and sST2 in CHD patients are higher than those in healthy individuals and they are correlated with the severity of
coronary lesions. These markers can be applied as targets for the clinical prevention and treatment of CHD.

KEY WORDS CHD sLOX 1 SREBP 1 sST2 Coronary lesion
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Table 3 Comparison of SLOX 1 sST2 SREBP 1 and QRS wave duration in patients with different Gensini scores x+s

Gensini O n sLOX 1 ng/L SREBP 1 sST2 ng/mL QRS ms
0~200 56 153.26+25.71 1.28+0.19 19.01+4.06 90.43+10.15
20~40 O 58 188.19+31.23° 1.43+0.26* 33.27+5.29° 107.56+12.41°

240 O 42 210.68+35.42* 1.61+0.38% 47.33+6.87% 123.65+13.09%
Fd 29.333 17.020 334.720 95.458
pd <0.001 <0.001 <0.001 <0.001

7 0~20 0 %P<0.05 ~~20~40 O °P<0.05c
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Analysisof IL 6 CRP Hcy ACA and prognosis of patients with acute cerebral infarction
ZHANG Cuiyun MO Rui LIU Yanan
Department of Neurology Qinhuangdao WorkerstHospital Qinhuangdao Hebei China 066200

ABSTRACT Objective To analyze the relationship of interleukin 6 IL 6  C reactive protein
CRP  homocysteine Hcy and anticardiolipin antibody ACA with prognosis of patients with acute cerebral
infarction ACI . Methods The clinical data of 146 patients with ACI who received intravenous thrombolytic
therapy at Qinhuangdao Workers Hospital from September 2020 to September 2023 were retrospectively
analyzed. The modified rankin score mRS was used to evaluate the prognosis of patients who were then
divided into a good prognosis group n=109 and a poor prognosis group n=37 . General data neurological
deficit NIHSS and laboratory indicators including creatinine Cr  total bilirubin TBil  albumin ALB
red blood cell count RBC  white blood cell count WBC  platelet count PLT IL 6 CRP Hcy and
ACA were compared between the two groups. A binary logistic regression model was used to analyze the
influencing factors of prognosis in patients with ACI. The Pearson correlation coefficient was performed to
analyze the correlation between laboratory indicators and the degree of prognosis in patients with ACI. A
receiver operating characteristic ROC curve was drawn to analyze the predictive value of IL 6 CRP Hcy
and ACA on the prognosis of patients. Results The NIHSS score IL 6 CRP Hcy and ACA levels were
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lower in the poor prognosis group

t=2.651 6.507 10.217 7.946 8.571 P<0.05 . Regression analysis

showed that high NIHSS score and elevated levels of IL 6 CRP Hcy and ACA were risk factors for poor

prognosis in patients with ACI

P<0.05 . The levels of IL 6 CRP Hcy and ACA were lower in the anterior

circulation group compared to the posterior circulation group t=5.314 8.547 5.219 9.087 P<0.05 and

lower in the small area infarction group than in the large area infarction group t=10.514 21.033 15.658

11.723 P<0.05 . NIHSS score

0.523 0.584 0.572 0.545 0.521 P<0.05 . The areas under the curves AUCs of NIHSS score

IL 6 CRP Hcy and ACA were positively correlated with mRS score r=

IL 6

CRP Hcy and ACA in predicting the prognosis of acute cerebral infarction were 0.622 0.759 0.894 0.845
and 0.892 respectively. IL 6 CRP Hcy and ACA had higher predictive efficiency compared to NIHSSscore

P<0.05 . Conclusion

The poor prognosis of patients with acute cerebral infarction is related to elevated

levelsof IL 6 CRP Hcy and ACA. Changes in these indicators can predict the prognosis of patients.

KEY WORDS IL6 CRP Hcy ACA Prognosis of acute cerebral infarction
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0 T Pearson X Table 3 Multivariate analysis of prognosis in patients with
O ““mMRS © 2 A7) acute cerebral infarction
e ROC G " > g SEC Vc\f"(':‘,j ORA  95%Cl pd
©<aWP<0.05 oG A NIHSS © 0.9740.325 8.982 2.649 1.401-5008 0.003
IL 6 ng/mL 0.886 0.345 6.595 2.425 1.233~4.769 0.011
2 CRP mg/L 0.947 0.316 8.981 2.578 1.388~4.789 0.003
Hey pg/mL 0.936 0.359 6.798 2.550 1.262~5.153 0.009
21 N h ACA mg/L  0.8930.319 7.836 2.442 1.307~4.564 0.005
N bh o P>0.05
- a NIHSS OH/MBb ~ ~ 24 7 H
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Table 1 Comparison of general data between 2 groups 4 - y T£s

n % Xxz%s

5 d d
2 " =100 n=g7 Mt P
o 1.902 0.168
87 63 72.71 24 27.59
59 46 77.97 13 22.03
64.84+5.77 65.47+6.33 0.560 0.576
BMI kg/m? 23.74+4.33 22.86+3.58 1.113 0.268
’ 0.064 0.969
17 11 64.71 6 35.29
£ 23 14 60.87 9 39.13
19 12 63.16 7 36.84
a NIHSS © 11.45+2.64 13.02+3.61 2.651 <0.001
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Table 2 Comparison of laboratory indicators between 2
groups Xzs
i T d d
n=109 n=37 t P
IL 6 ng/mL 48.74+8.45 60.29+9.18 6.507 <0.001
CRP mg/L 13.15+2.35 18.01+2.14 10.217 <0.001
Hcy pg/mL 17.37+£3.37 22.87+3.31 7.946  <0.001
ACA mg/L 0.63+0.18 0.96+0.21 8.571 <0.001
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Table 4 Comparison of laboratory indicators among patients
with cerebral infarction at different sites of cerebral infarction

X*s

» n=84 ~ n=62 td pd
IL 6 ng/mL 51.36+8.21 58.74+8.41 5.314 <0.001
CRP mg/L 14.02+2.14 17.15+2.25 8.547 <0.001
Hcy pg/mL 18.27+3.21 21.06+£3.17 5.219 <0.001
ACA mg/L 0.67+0.16 0.92+0.17 9.087 <0.001

25 7
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H/b P<0.05 a 5a
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Table 5 Comparison of laboratory indicators among cerebral
infarction patients with different cerebral infarction areas

X£s
n=91 n=55 tet pd
IL6 ng/mL  4533+9.12 63841203 10514 <0.001
CRP mg/L 11.36+2.05 20.2143.03  21.033 <0.001
Hey pg/mL  15.23+3.12 24.66+4.12 15658 <0.001
ACA mgiL 0.61+0.16 0.98+022  11.723 <0.001
2.4 NIHSS O3t 63€RP3Hcy3ACA"'
mRS O a
NIHSS O 3tL 63CRP3HCcy3ACA .
“mRS O \ arr=
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Table 6 Predictive efficiency of NIHSS score and laboratory
indicators on poor prognosis of patients with acute cerebral

infarction
o) AUC 95% CI d pd
NIHSS © O 0622 0.515~0.730 15.81 0.251 0.026
IL 6 ng/mL 0.759 0.673~0.845 50.72 0.515 <0.001
CRP mg/L 0.894 0.835~0.953 16.41 0.639 <0.001
Hecy pg/mL 0.845 0.779~0.910 17.85 0.542 <0.001
ACA mg/L 0.892 0.839~0.944 0.74 0.617 <0.001
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Effect of neoadjuvant chemotherapy combined with immunotherapy on locally advanced
esophageal cancer and its influence on Sil 2R IFN y and TSGF levels

WEI Dandan* FANG Jinman®  WANG Mingxi® WANG Wei* TANG Zhen*

1. Gastrointestinal Cancer Center Hefei Cancer Hospital Chinese Academy of Sciences Hefei Anhui
China 230031 2. Department of Oncology The First Affiliated Hospital of Bengbu Medical College
Bengbu Anhui China 233000

ABSTRACT  Obijective To investigate the efficacy of neoadjuvant chemotherapy combined with im
munotherapy in the treatment of locally advanced esophageal cancer LAEC and its effects on the levels of
soluble interleukin 2 receptor Sil 2R gamma interferon IFN y and malignant tumor specific growth factor

TSGF . Methods A total of 106 LAEC patients treated at Hefei Cancer Hospital Chinese Academy of Sci
ences from March 2021 to July 2023 were selected. They were divided into an experimental group n=53 and
a control group n=53 using a random number table method. The control group received neoadjuvant chemo
therapy while the experimental group received neoadjuvant chemotherapy combined with immunotherapy. The
clinical efficacy adverse reactions serum levels of programmed death ligand 1 PD L1  programmed death
receptor 1 PD 1 Sil 2R IFN y and TSGF were compared before and after treatment in both groups.
Results The objective response rate ORR and disease control rate DCR in the experimental group were
higher than those in the control group and the differences were statistically significant P<0.05 . There was no
significant difference in the grade of adverse reactions between the two groups P>0.05 . After treatment se
rum levels of PD L1 PD 1 Sil 2R and TSGF in the experimental groups were lower than those in the control
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2 N n n %
Table 2 Comparison of clinical efficacy between the two groups n %

& n CR PR SD PD ORR DCR
53 11.89 21 39.62 23 43.40 8 15.09 22 4151 45 84.91
53 0 0.00 12 22.64 22 4151 19 35.85 12 22.64 34 64.15
cd 4.289 5.956
pd 0.038 0.015

3N N n %

Table 3 Comparison of clinical efficacy between the two groups n %

- Kk

. A s
(o n
53 6 11.32 1189 4 7.55 1189 7 13.21 1189 9 16.98 2 3.77
53 7 13.21 2 3.77 5 9.43 2 3.77 8 15.09 3 5.66 10 18.87 4 755
cgd 0.391 0.324 0.759 0.592
pd 0.696 0.746 0.448 0.554
4 N PD L1sPD 1 n=53 X5
Table 4 Comparison of serum PD L1 and PD 1 levels between the two groups n=53 xz*s
A PD L1 ng/L PD 1 ng/L
X n . - . -
w W
53 355.28+38.06 288.79+30.32° 296.65+31.29 239.89+25.44°
53 352.93+38.01 311.52+34.02° 293.74+31.26 254.08+27.93"
td 0.318 3.631 0.479 2.734
pd 0.751 0.000 0.633 0.007

@ P<0.05G
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The significance of serum IL 13 sE cad E2 combined with breast ultrasound in the dif

ferential diagnosis of plasma cell mastitis and breast cancer
LI Guozhi* ZHENG Yan' LIU Hui* CHEN Yu* TAN Yanfang®

1. Department of Ultrasound 2. Department of Breast Surgery 3. Department of Clinical Laboratory Deyang
People s Hospital Deyang Sichuan China 618000

ABSTRACT  Objective To investigate the significance of serum IL 1B sE cad and E2 combined
with breast ultrasound in the differential diagnosis of plasma cell mastitis and breast cancer. Methods The
patients who were initially admitted to the Department of Mammary Glands of Deyang People s Hospital from
April 2020 to November 2023 and had not received treatment were selected as the research subjects. Using the
Bl RADS classification criteria for breast color Doppler ultrasound patients with a BI RADS score of 4 or
higher were identified. Based on the postoperative pathological diagnosis of breast cancer BC 105 patients
were confirmed to have BC and were categorized as the BC group. At the same time 95 patients with a breast
ultrasound Bl RADS score of 3 or lower diagnosed with plasma cell mastitis PCM were randomly selected
and placed in the PCM group. All subjects underwent a breast ultrasound examination. The levels of serum
IL 1B sE cad and E2 the ultrasonographic features and parameters of breast were compared between the two
groups. An ROC curve was drawn to analyze the value of serum IL 1B sE cad E2 combined with breast
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ultrasound in the differential diagnosis between BC and PCM. Results

The levels of serum IL 1B sE cad

E2 Vmax RI and Pl in the BC group were significantly higher than those in the PCM group P<0.05 . There

were significant differences in location size edge characteristics microcalcification posterior attenuation

lateral acoustic shadow and aspect ratio between the two groups P<0.05 . There was no significant difference in

boundary clarity and internal echo status between the two groups P>0.05 . The AUC 95% ClI

sensitivity and

specificity of IL 13 sE cad E2 combined with breast ultrasound in the differential diagnosis of BC and PCM were

0.933 0.863 0.966
breast ultrasound single diagnosis P<0.05 . Conclusion

94.26% and 91.77% respectively significantly higher than serum IL 13 sE cad E2
E2 combined with breast ultrasound can significantly

improve the accuracy of differential diagnosis between BC and PCM. This is beneficial for early clinical detection

and precise treatment and is crucial for optimizing patient care and enhancing treatment outcomes.
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Table 1 Comparison of serum IL 13, sE cad and E2 levels
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x n IL 1B pg/mL sE cad ng/mL E2 pg/mL
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Table 2 Comparison of breast ultrasound morphology

Xtxs n %

between the two groups Xs n %

BC PCM
d d
T n=105 n=95 ve P

105 100.00 3 3.16

- o
0000 o2 96gs 00304<0.001

3133
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Table 3 Comparison of breast ultrasound parameters
between the two groups X=s

a n V . M/s RI Pl
BC 105 17.69+4.64 0.88+0.45 1.78+0.69
PCM 95 8.72+2.40 0.51+0.33 1.02+0.41
td 16.904 6.572 9.344
pd <0.001 <0.001 <0.001
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Table 4  Value of serum IL 13, sE cad, and E2 combined
with breast ultrasound in the differential diagnosis of BC and
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Expression of SALL4 GS and HSP70 in hepatocellular carcinoma tissues and its clinical

value in early screening
YIN Tingli ~ JING Jianjun  WANG Ying ZHANG Ying WANG Yin
Department of Oncology

A Ze X 2022KJ13
g o g T Ze 621100
Sy T O E mail 36314561@qg.com



ol

2024

8

16 =~




O e 2024 8 16 = 8 J Mol Diagn Ther, August 2024, VVol. 16 No. 8 £ 1535 £
’A _-] é ROC 6 e d 100 ZgLM
W P<0.05> e (o) c] 80 HSP70
SALL4+GS+HSP70
60 =)
2
40
21 7 X SALL4 36S3HSP70 o
S‘/ 0 20 40 60 80 100
SALL4 36SaHSP70 7 X !
S S S 1 SALL4 3FSSASP70 ROC
Figure 1 ROC curve of SALL4 gene GS and HSP70 for
o P<005 @ 1@ ’ oer
I early diagnosis of liver cancer
2.2 (B X SALL4 36S3-
HSP70 A4 3
1 v X SALL4 36S3HSP70 ~ .
A e U
© T B A & MXyQ o
a O G
o P<005 @ 2a N J o &
(O]
2.3 SALL4 35SaHSP70 od
. ROC - SALL4+GS+HSP70 E -5 .
= . = G =T
A Vad A H .
95.10%3¢8.60% AUC=0.838 95% CI 0.755~0.922 -
a G
Jb SALL436S3HSP70 = P<0.05 @
. SALL4 C2HC T
3w 1a —
3 A T 1T X e a
3 SALL4  3SS3HSPT0 ed X SALL4 e T 3
Table 3 Value of SALL4 gene GS and HSP70 in early O & ET wnto A
diagnosis of liver cancer < 3EM3 Al ‘as X
AUC  95% CI % % X SALL4 b Vi
SALL4 0.737 0.625~0.850 69.24 58.53 B -~ -
GS 0.813 0.721~0.905 71.82 61.62 O L E < T
HSP70 0701 0.586~0.816  63.33 51.85 B eY) Y a8GS é
SALL4+GS+HSP70 0.838 0.755~0.922 95.10 78.60 3 2 E - é
1 7 X SALL4 35S3HSP70 Y4 n %
Table 1 Comparison of expression of SALL4 gene GS and HSP70 in different tissues n %
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141 29 13.47 112 79.43 35 24.82 106 75.18 39 27.65 102 72.34
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Table 2 Comparison of expression of SALL4 gene GS and HSP70 in patients with benign liver disease and liver cancer n %
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Risk factors of cognitive impairment and predictive value of serological indexes in patients
with schizophrenia
ZHAO Xiaogin®  HE Cuicui* YANG Pingle* WU Qingin* YANG Yang®

1. Department of Psychiatry 2. Department of Laboratory Medicine Anging Sixth People s Hospital/ Anging
City psychiatric Hospital Anqging Anhui China 246003

ABSTRACT Objective  To explore the risk factors of cognitive impairment in patients with
schizophrenia and to analyze the predictive value of serological indexes. Methods A total of 103 patients with
schizophrenia were admitted to Anging Sixth People s Hospital between May 2020 and May 2023. They were
divided into two groups the impairment group MCCB score <50 points and the non impairment group

MCCB score = 50 points . General data from both groups were compared. Risk factors for cognitive
impairment were analyzed using multivariate logistic regression analysis. The predictive value of serum total
cholesterol TC triglyceride TG high density lipoprotein cholesterol HDL C and low density
lipoprotein cholesterol LDL C for cognitive impairment was analyzed using ROC curves. Results In a study
of 103 patients with schizophrenia the incidence of cognitive impairment was 64.08% 66/103 . There were
significant differences in age education years hospitalization frequency scores of SAPS SANS and BPRS
as well as levels of TC TG HDL C and LDL C between the impairment group and the non impairment group

A %N BND= e 2021szk013
W M Ll%ak %ok, ) %N %o 246003
2. %2k W %ok, ) %N %021 246003

Sy 2 E mail zhao13866062871@163.com



ol

£ 1538 £ e 2024 8 16 = 8 J Mol Diagn Ther, August 2024, VVol. 16 No. 8

t/c’=3.390 8.501 9.398 5.467 4.307 3.826 3.767 7.502 4.195 6.295 P<0.05 . Multivariate logistic
regression analysis showed that increased age BPRS score SANS score TC and TG decreased HDL C and
increased LDL C were independent risk factors for cognitive impairment in schizophrenia patients P<0.05 . The
results of ROC curve analysis showed that the area under the curve AUC values of serum TC TG HDL C and
LDL C for predicting cognitive impairment were all >0.65 demonstrating good predictive efficiency.
Conclusion The incidence of cognitive impairment is high in schizophrenia patients. Increased age BPRS score
SANS score TC and TG decreased HDL C and increased LDL C are independent risk factors for cognitive
impairment. Clinically detection of blood lipid levels can evaluate the occurrence of cognitive impairment.

KEY WORDS  Schizophrenia Cognitive function Mental symptom Blood lipid
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LDL C e Cobas c501 A 760 Table 1  Comparison of general data between impairment
e HA 'H T e group and non impairment group  X*s n %
AT & = ik A H a pa
: n=66 =37 UC P
3 a & 55 83.33 29 78.38
- 0.387 0.534
1.3 8] 11 16.67 8 21.62
£ SPSS 22.0 wo 49.25+12.21 41.37+10.28 3.390 0.001
B ' . 7 8.85+1.05 10.88+1.34 8.501 <0.001
@ X5 t @n % Ve 45 6808 20 5405
fod Logistic O T 21 3182 17 4595 '
s -~ ROC H 3.21#1.05 150+0.46 9.398 <0.001
~ ~ SAPS O O 3.21+0.46  2.72+0.39  5.467 <0.001
v TC3tGaHDL CaDL C v SANS O O 85.76+9.34 77.6848.75 4.307 <0.001
- ed W P<0.05d> BPRS O O 40.3245.19 35.67+6.14 3.826 <0.001
PP TC mmol/L 5.06£1.02 4.32#0.83 3.767 <0.001
TG mmol/L 2.81#0.53  2.04+0.44 7.502 <0.001
HDL C mmol/L 1.27+0.31 1.56£0.38 4.195 <0.001
2
LDL C mmol/L 3.45+0.49 2.83+0.46 6.295 <0.001
2.1 - e - h
2 O - T O
Aa X 66 3 64.08% - Table 2 Multivariate analysis on influencing factors of
a pu o cognitive impairment in patients with schizophrenia
3SAPS U3SANS ©O3BPRS O3TC3TGa d gd sgd \Q’Zac'f ORd 95%Cl Pd
HDL C3tDL C™ o 1128 0487 5365 3.089 1.189 8.025 0.021
o P<0.05 e la R < 0.874 0.484 3.261 2.396 0.928 6.188 0.072
29 O - e H d 0,675 0.367 3.383 1.964 0.957 4.032 0.067
-~ BPRS O o 1,042 0.278 9.325 2.845 1.614 4.985 <0.001
L _ SAPS O o 0,685 0.379 3.267 1.984 0.944 4.170 0.071
00) ¥ ” - S D SANS O < 0.786 0.338 5408 2.195 1.131 4.257 0.021
= O X DO Logistic TC o 1.348 0.327 16.994 3.850 2.028 7.308 <0.001
5 e < 3BPRS O . TG o 0.934 0.306 9.316 2.545 1.397 4.636 0.002
- L HDL C <-0.329 0.124 7.040 0.720 0.564 0.918 0.008
SANS Lq 3iCq 3Gy aHDLC HA LDL C o 0.832 0.319 6.802 2.298 1.230 4.294 0.009
LDL C () (@] -
P<0.05 @ 2a TCaTG3HDL CA LDL C )
2.3 TCa3TGaHDL CA LDL C - o) AUC >
O . od 0.65 G ROC O
TC3tGaHDL CALDL C ed TCSTG3HDL CALDL C  cut off AD S 4.85
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Table 3 ROC analysis of serum TC TG HDL C and LDL C for predicting cognitive impairment in patients with schizophrenia
AUC 95% ClI SEA cut off o % % pd
TC 0.697 0.609~0.816 0.053 4.85 mmol/L 56.10 78.40 0.344 <0.001
TG 0.803 0.760~0.916 0.040 2.27 mmol/L 78.80 70.30 0.491 <0.001
HDL C 0.750 0.763~0.929 0.042 1.44 mmol/L 77.30 70.30 0.475 <0.001
LDL C 0.833 0.684~0.871 0.048 3.17 mmol/L 74.20 86.50 0.607 <0.001
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Relationship between serum SAA° HMGB1 TNF a expression and disease activity in pa
tients with ankylosing spondylitis
ZHANG Jie  LEJun YANG Tiantian

Department of Rheumatology and Immunology Xinyang Central Hospital Xinyang Henan China 464000

ABSTRACT  Objective To explore the correlation between the expression of serum amyloid A

SAA  high migration group protein Bl HMGB1 tumor cell necrosis factor & TNF a and disease activity
in patients with ankylosing spondylitis AS  and analyze the value of these indicators in the diagnosis of AS
and the evaluation of disease activity. Methods 152 AS patients admitted to the Rheumatology and
Immunology Department of Xinyang Central Hospital from January 2021 to October 2023 were selected as the
study group. According to bath ankylosing spondylitis disease activity index BASDAI score the study group
was divided into a disease active group and a disease remission group. And 80 patients with rheumatoid arthritis
were selected as the control group. Serum C reactive protein CRP ~ SAA HMGB1 TNF a erythrocyte
sedimentation rate  ESR and uric acid UA were compared between the two groups. The correlation between
serum levels of SAA- HMGB1 TNF a and disease activity was analyzed using the Spearman method. The
value of single and combined detection of serum SAA HMGB1 and TNF a in the diagnosis of AS was
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analyzed using the receiver operating curve ROC . Results The levels of serum UA CRP ESR SAA
HMGB1 and TNF o in the study group were significantly higher than those in the control group with
statistical significance t=5.827 50.112 50.329 35.944 46.683 67.298 P<0.05 . Serum levels of SAA
HMGB1 and TNF a in patients with the active stage were higher than those in patients with the remission
stage and the difference was statistically significant t=10.977 13.302 12.705 P<0.05 . Spearman analysis

showed that the expression of SAA HMGB1 and TNF o in serum of AS patients were positively correlated
with disease activity r=0.743 0.684 0.571 P<0.005 . The ROC curve demonstrated that when serum SAA

HMGB1 and TNF a were combined the AUC for predicting AS was 0.922 with a sensitivity of 92.76 % and
specificity of 90.00 % better than single detection P<0.05 . Conclusion The levels of SAA HMGB1 and
TNF a in the serum of patients with AS activity were significantly increased. SAA HMGB1 and TNF o

showed a significant correlation with the disease activity of AS. The combined detection of the three markers

could serve as a crucial reference for diagnosing AS and the evaluating disease activity.
KEY WORDS AS SAA HMGB1 TNF a Disease activity
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Efficacy of butylphthalein combined with Edaravone dextrocamphorol in the treatment of

arteriolar occlusion type stroke
ZHANG Huiying TONG Qiang ZHANG Qiuxia
Department of Neurology Jieshou People s Hospital Jieshou Anhui China 236500

ABSTRACT Objective  To investigate the efficacy of butaphthalein combined with eEdaravone
dextrocamphorol in the treatment of small artery occlusion type SAO stroke and the effects on serum vascular
endothelial growth factor VEGF miR 34a and hypoxia inducing factor 1 a HIF 1a . Methods A total of
102 SAO stroke patients diagnosed and treated at Jieshou People s Hospital from March 2023 to March 2024
were selected for the study. They were randomly divided into two groups the butylphthalein group n=51
treated with butylphthalein and the combination group n=51 treated with butylphthalein treatment and
Edaravone dexcarnol using a random number table method. Cerebral hemodynamics neurological function
serum miR 34a VEGF HIF 1la levels and adverse reactions were compared between the two groups. Results
After treatment the relative cerebral blood flow rCBF  mean blood flow Qm and mean blood flow velocity

Vm of the combination group were statistically higher than those before treatment and the butylphthalein
group t=5.038 3.297 3.308 3.608 P<0.05 . After treatment the Scandinavian Stroke Scale SSS score of
the combination group was statistically higher than the SSS score of the butylphthalein group and the levels of
glial fibrillary acidic protein GFAP in the combination group were statistically lower than those before
treatment and in the butylphthalein group t=3.891 4.654 6.339 P<0.05 . After treatment the expression of
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HIF 1a and miR 34a in the peripheral blood of the combination group was statistically lower than before
treatment and in the butylphthalein group and the expression of VEGF was statistically higher than in the

butylphthalein group and before treatment t=6.436 5.591 4.217
difference in adverse drug reactions between the two groups

P<0.05 . There was no significant
¢’=0.270 P>0.05 . Conclusion The

combination of buphthalein and Edaravone dextrocamphorol in the treatment of SAO stroke can improve
cerebral hemodynamics and cerebral perfusion enhance neurological function reduce HIF la and miR 34a

expression and elevate VEGF levels.
KEY WORDS

Small artery occlusion SAO
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Correlation between serum FIB urine RBP NAG TRF and pathological grade of kidney
in children with purpura nephritis
WU Lin PENG Yin ZHU Ying DENG Fang

Department of Pediatric Nephrology Anhui Children s Hospital Hefei Anhui China 230051

ABSTRACT  Objective To investigate the relationship between serum fibrinogen FIB  urinary
retinol binding protein RBP  urinary n acetyl B D glucosaminase NAG transferrin TRF and renal
pathological grade in children with purpura nephritis HSPN . Methods A total of 114 children with HSPN
admitted to Anhui Children s Hospital from January 2021 to May 2023 were selected as the study group and
divided into 63 cases of grade and 51 cases of grade according to pathological grade. In addition 57
hospitalized children with anaphylactoid purpura without renal injury were selected as the control group. The
levels of serum FIB urine RBP NAG and TRF were compared between the two groups. The study group was
also analyzed for the relationship between serum FIB urine RBP NAG and TRF and renal pathological grade.
The predictive value of serum FIB and urine RBP was analyzed. Results The levels of serum FIB RBP NAG
and TRF in the study group were higher than those in the control group t value 3.160 11.001 2.882 and
4.168 respectively P<0.05 . The levels of serum FIB RBP NAG and TRF in grade  group were higher
than those in grade  group tvalue 3.995 10.123 4.324 2.893 P<0.05 . Serum FIB RBP and NAG were
positively correlated with renal pathological grade rvalue 3.995 10.123 4.324 2.893 P<0.05 . ROC curve
analysis showed that the AUC of serum FIB combined with urine RBP NAG and TRF to predict purpura
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Correlation between AMPK/mTOR activation and epithelial cell injury in chronic nasosi
nusitis
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ABSTRACT Objective  The relationship between inflammation and AMPK/mTOR signaling
pathway in chronic nasosinusitis was explored by constructing the epithelial cell injury model of chronic
nasosinusitis. Methods Nasal mucosal epithelial cells were stimulated with different concentrations of TNF «
to induce rhinitis cell model The content of inflammatory factors in normal nasopharyngeal epithelial cells

normal group and rhinitis cells model group was detected by Elisa the apoptosis of nasopharyngeal
epithelial cells in normal group and model group was detected by TUNEL and the AMPK/mTOR signaling
pathway related proteins AMPK p AMPK mTOR MTOR in normal group and model group were detected
by WB. The relative expression of p mTOR. Results Compared with 0 ng/mL and 1 ng/mL TNF a treated
rhinitis epithelial cells P AMPK protein was up regulated in 10 ng/mL TNF o treated cells the difference was
statistically significant P<0.05 but the changes of AMPK protein at different concentrations were not
statistically significant P>0.05 . Compared with the normal group the contents of TNF a and IL 1p in the
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injury by activating AMPK/mTOR pathway.
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Multivariate logistic regression analysis showed that hypoproteinemia external ventricular drainage duration >7
days and increased expression levels of NF kB PCT and IL 13 in cerebrospinal fluid were independent risk fac
tors for intracranial infection after EVD OR=2.298 2.197 2.179 1.893 1.978 P<0.05 . The ROC areas
for NF kB PCT IL 1 and their combined detection were 0.718 0.753 0.726 and 0.870 respectively P<
0.05 . Conclusion  The disturbance in the expression levels of NF kB PCT and IL 1f in cerebrospinal fluid
is a significant risk factor for intracranial infection following EVD. The combined detection of these three factors
has a high predictive value for intracranial infection after EVD.
KEY WORDS  External ventricular drainage Intracranial infection PCT NF kB IL 1
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Effect of Huanggi Yishen Granules combined with sevelamer on TLR4 and NF kB in pa

tients with maintenance hemodialysis
FEI Chengqgiu  JIANG Ming WANG Xin WANG Yicheng
Department of Nephrology Lu an Shili Hospital Lu an Anhui China 237000

ABSTRACT Objective  To investigate the effect of Huangqi Yishen granule combined with
sevelamer on the efficacy and Toll like receptor 4 TLR4 and nuclear transcription factor kB NF kB in
patients with maintenance hemodialysis MHD . Methods The clinical data of 118 MHD patients admitted to
Lu an City Lu an World Hospital from January 2019 to November 2022 were retrospectively analyzed. They
were divided into a control group n=52 and a combined group n=66 according to different treatment
methods. The control group received routine treatment + sevelamer 0.8 g/time 3 times/d . The combined
group received routine treatment + sevelamer + Huangqi Yishen Granules 15 g/time 2 times/d  both groups
were treated for 2 months. The clinical efficacy renal function 24 h urinary protein excretion rate UPE
serum creatinine SCr  blood urea nitrogen BUN  microinflammatory state interleukin IL 6 neutrophil /
lymphocyte ratio NLR  tumor necrosis factor a TNF a TLR4 NF kB mRNA levels and incidence of
adverse reactions were statistically analyzed before and 2 months after treatment in the two groups. Results
After 2 months of treatment the total effective rate of the combined group was significantly higher than that of
the control group and the difference was statistically significant ¢’=5.449 P<0.05 . After treatment UPE
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SCr and BUN in the two groups decreased and those in the combined group were lower the differences were
statistically significant t=5.953 2.900 8.309 P<0.05 . After treatment IL 6 NLR and TNF a in both
groups decreased and those in the combined group were lower the differences were statistically significant t=
4,956 3.841 5.098 P<0.05 . There was no significant difference in TLR4 and NF kB mRNA levels between
the two groups before treatment t=1.526 0.622 P>0.05 . After treatment TLR4 and NF kB mRNA in both
groups decreased and those in the combined group were lower the differences were statistically significant t=
4,714 4.494 P<0.05 . There was no significant difference in the incidence of adverse reactions between the two
groups ¢’=0.015 P=0.903 . Conclusion Huanggi Yishen Granule combined with sevelamer can improve the
therapeutic effect on MHD patients. This combination has been shown to enhance renal function and reducemicro
inflammatory states. These improvements may be linked to the suppression of TLR4 and NF KB expression.
KEY WORDS MHD Huanggqi Yishen Granules Micro inflammatory state TLR4 NF kB

C ! - TA T 78
Maintenancehe modialysis MHD 3- <6T
ac 7 EOS n=52 Al
X T MHD T T n=66 cEX 283 2473
8" = ] 60.14+5.38 Z-T 29 3,
AN Sk c 20 3}, -~ 373
A @ MHD E T 22484869 T & 313 3573
T n G x 61.75+7.60 =T 33
(@) » X SMHD 26 3, S 773
T —NF —NF N e 2357+7.08 T &N an
3> > AT h . 63 e
s (&p 3 6 Ns P
wW W é°‘a N
3> 3> 3> X
e v~ O
h T ® MHD X
I ] Toll |Aym 4 Toll like
receptor 4 TLR4 S TLR X Noh
MX N A N OXT & ‘g
KB nucler factor kappaB NF kB ~
X W MHD
" NF kB a‘a
- MHD
ATLR4NF KB W 2a
1 -
1.1 h
O 2019 1 2022 11 a
a o - 118 R MHD n G
a A 18 =) MHD >6T
-



ol

e 2024 8 16 = 8 J Mol Diagn Ther, August 2024, VVol. 16 No. 8

132 N -



%) e 2024 8 16 = 8

J Mol Diagn Ther, August 2024, VVol. 16 No. 8

£ 1571 £

24 N TLR43NF kB

N & TLR4ENF kB mRNA
o P>0.05 “~ N TLR43NF kB
mRNA H ©O H o

P<0.05 a 1

4 N TLR4aNF kB X*s
Table 4 Comparison of TLR4 and NF kB levels between the
two groups X5

. TLR4 mRNA NF kB mRNA
o n N - N -
W @
66 1.21+0.24 0.69+0.12°  1.10+0.19 0.74+0.13"
52 1.15+0.17 0.83+0.20° 1.08+0.15 0.86+0.16°
td 1.526 4.714 0.622 4.494

pd 0.130 <0.001 0.536 <0.001

25 N 7= N
TN T O 6.06%
4/66 TN T S3.85% 2/52 N
TN T o P>

005 a 5a
5 N 7= N n %

Table 5 Comparison of adverse reactions between two
groups n %

o n ~M~ T
66 1 151 1151 2303 4606
52 1 1.92 0 0.00 1192 2385
gd 0.015
pd 0.903
3
MHD
X i | T
o~ MX T B = T
“ W 11 a 12 T
h c HMHD Mmé
Vs N E
- 1y < TG
X - Es
e} B (09} n ’
O Y OoOw H
- YU "eX
= ¥ w - X
x 4 - n XQa & aXx-
¥ E N zQ /b

MHD P P 13

e ’ T E
X T 3 €& 3w -
3> a e p 3> U
3> Aas W ©
e “’ 3
7s s 300 e
as e} £
78 oY @ 3
SF 3 % AN @
e p 3> 3 - "~ MHD e
v 1 s BYe%e)
3> 3 —3 (@]
x> X O 3> < |
e = > X ©O
s O B¥c e X =
e @ 15
e -
- E ~ (c]
N c -
MHD rj E n G
MHD - “c 3
7s N £ MIL63INFa
- (@] =T * NLR™
MHD O aacc
5 A X MHD
N c
- - A
N s T A O
X & aa
- = TLR4ANF kB
— N - N
a A &XE A S g
~ o h lc] EN
TN T =T O
= 7 N ON =~ N =T
X 4 - A a
- L
MHD E ~ =
=~ " "ATLR43NF kB aa

1 Zhao S Chen X Wan Z et al. Associations of serum 25 hy
droxyvitamin D and vitamin D receptor polymorphisms with



8] e 2024 8 16 = 8 J Mol Diagn Ther, August 2024, VVol. 16 No. 8
risks of cardiovascular disease and mortality among patients 11  Mason DL Godugu K Nnani D et al. Effects of sevelamer
with chronic kidney disease a prospective study J .Am J carbonate versus calcium acetate on vascular calcification in
Clin Nutr 2024 10 S0002 9165 24 00391 00395. flammation and endothelial dysfunction in chronic kidneydis

2 o . 2015-2019 ease J . Clin Transl Sci 2022 15 2 353 360.

J.dlsg 4 2020 46 6 719 721. 12 - ’

3 ‘1 J. 3 7 ¥wWcThnT ®IJ.0
X e 2023 43 3 206 209. e 2024 16 1 84 88.

4 . & - 13 n -

J.xdl 2022 38 11 1006 1010. 8] J. X n 2024 40 8

5 wn Q X4 K o 1140 1144,

MHD WO A T 14 Jb . b A
X 2022 42 17 4210 4214. e J.X 2023 45
6 L . P 9 3097 3103.
] 3 D% J. 15 pQ ’
XAl X "Y 2022 40 4 127 129. R miR 30a3Hcy3€ysC T,
7 P Q x4l x "Y 2022 40 06 161 165.
Y] miR 30azHcy3€ysC T 16 PTH NLR
XAl % "Y 2022 40 6 161 165. ¥~ o ed)].Xx
8 Q .Toll AM4 o 2023 43 10 2454 2457.
kX & J. X n 2020 36 17 .
7 766 768. ¥ AN Keapl Nrf2 ARE a
9 .OQ ed j xdll 2023 33 1 4953,
TJ.X 18 4 . TLR2 Al TLR4
2021 41 19 4308 4311. N X ¥ olJ.0O
0 X X 4 5 Ur NB. X s 2023 15 8 1357 1361.
4 s J. oXd 2016 38 2 313 317.

5 YinH Song S Pan X. Knockdown of miR 155 protects mi 12 Q L 1IBWNF kB
croglia against LPS induced inflammatory injury via targeting é s X X & v o).xd
RACK1 a novel research for intracranial infection J . J In 2023 33 7 971 975.
flamm Lond 2017 9 14 17. 13 \V4 o]

6 T . ’ M.e a O X ody d5 1 2023 49 2 223 226.
202204.597. 14 w NN - X

7 Xde &A&A a A A J. Caveolin 13tet 7baMMP 9w IL 1B w ol.
x4l 2001 5 6167 XAl 2022 32 18 2781 2784

8 Palasz J D Antona L Farrell S et al. External ventricular 15 LiuZH Tu PH Chen NY et al. Raised Proinflammatory
drain management in subarachnoid haemorrhage a systematic Cytokine Production Within Cerebrospinal Fluid Precedes Fe
review and meta analysis J . Neurosurg Rev 2022 45 1 ver Onset in Patients With Neurosurgery Associated Bacterial
365 373. Meningitis J . Crit Care MedO .3 0

9 Q o © o a
J.xAl 2021 37 10 1078 1080.

10 JinJ DuanJ DulL etal Inflammation and immune cell ab
normalities in intracranial aneurysm subarachnoid hemorrhage

SAH  Relevant signaling pathways and therapeutic strate
gies J . Front Immunol 2022 13 1027756.
11 VA § eNOSssIL 2R3NF kB
(e] e X edw” "3
J . X 2022 42 7 1553 1557.



O e 2024 8 16 = 8 J Mol Diagn Ther, August 2024, VVol. 16 No. 8
19 21 1 ALI PLR

A %N = BNQ XZF, AHWJI2021b149

g opl =N %N — 245000

2. %N ., %N 1 230022
Sy = E mail 15255985030@163.com



%) - 2024 8

16 =~ 8

J Mol Diagn Ther, August 2024, VVol. 16 No. 8

also increased successively while the ALI value decreased successively the difference was statistically

significant F=83.871 224.621 189.263 P<0.05 . The progressive group had a higher proportion of patients

A 34aM 3>

o - .~ —
En v XELI L
25 g c ~
by b Jve
o) 19 Z 21 1 cytokeratin 19
fragment antigen 21 1 CYFRA21 1 X
T b K=
‘a 5 H
12} T /

d platelet to lymphocyte ratio PLR 3-
advanced lung cancer inflammatory index

ALl X ¥W X -~
T - - a
b " e oa %)
E CYFRA21 13ALISPLR X
w - ced 2a
1 - -
1.1 h
-= 2020 1 2023 10 Jb
- & S
a 1503e a A
S ©on /b
18 H - G AT Eeée
2NF H & X& a 97}

53 3, 35-88 @

4 « N A K 2023LC 13ac

n C

3 T3

3 asm
~ TNM
O a a 25 3 3 36 3 3
93ac
1.2.2 CYFRA21 13ALI=PLR

10 33

10
3500 r/min A
" BK 200
H c 4L W X ™M
CYFRA211 'H
em H
O € ¢ .

min L 10cm
70D K 2 dL

c O
3 éa
"~ BC 3000 X
3> 3 d ALl ¢J
PLRGALI=M kg/m® x gidL / X
/ d EXm =M
kg / m ? PLR= / d g
1.3
IMB SPSS 25.0 v ac
G X=s N v é t
O wn %
c W P<0.05d> leXc]

21 77 TNM O
PLR v

CYFRA21 13ALI3

ai1s03 X CYFRA21 1
v/ PLR d > > > ALI

d < < < P<0.05 a i¥c



) - 2024 8 16 = 8 J Mol Diagn Ther, August 2024, Vol. 16 No. 8 £ 1575 £
1 7 TNMO CYFRA21 13ALI=PLR 2 T = O n% Xts
WARES Table 2 Single factor analysis affecting prognosis of patients
Table 1 Expression of CYFRA21 1 ALl and PLR in with lung cancer n %  Xz*s
patients with different TNM stages X s N ) ) yed pd
P n=54 n=96
TNMO  n CYFRA21 1 ng/mL ALl PLR
T 4045104 50444407 1138241210 54.21+10.37 56.89+11.29 1.436 0.153
10 566;0 .73& 55 .73;4.453 132.9715 éga B 27-50.00 35 3646 2614 0.106
36 7.48;2 .763" 46 .27:2 .68“" 156 e.36+_21.44ab 27.50.00 61 63.54
79 11. 36:2. 40" 37 '75;4 '93’°‘bc 186I 13:7 %oab“ B > 926 10 1667 2272 0132
Fd ‘83_87‘1 .189_ 263 2I24_62.1 49 90.74 70 7292
pa <0'001 < '001 < '001 & 35 64.81 62 64.58 0.001 0.978
i i i 19 35.19 34 3542
e *P<0.05 ~~ ’P<0.05 ‘P<0.05@ M T 16 29.63 53 55.21 9.103 0.003
38 70.37 43 44.79
22 . ~ — O - 15 27.78 46 47.92 5.809 0.016
T~ - . 39 72.22 50 52.08
D Y M E T™NM O ~ 21 38.89 14 1458  11.413 <0.001
>50% O A NWOE3O (O e) ~ 33 61.11 82 85.42
; , PLR 135.55+21.33 179.16+26.77 10.272 <0.001
< 0, 3( )
'_\v/l' E 50% M’ ALl 51.66+8.66  40.35+6.62 8.966 <0.001
o) (BXe) 96 W 543 N CYFRA21 1 ng/mL 555+1.45  10.67#3.21 11.090 <0.001
= T “= o}
o P>0.05 M T 07 2 5098 Uk ol
T3 - B =YFRA21 1xPLR b P<005 e 4 la
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N ROC Figure 1 ROC curve of PLR and ALI combined with
CYFRAZ21 1 to evaluate poor prognosis in patients with
CYFRA21 13PLR3ALI lung cancer
3 v Logistic (%)
Table 3 Multivariate Logistic regression analysis of poor prognosis in patients with lung cancer
h d pd SEd Wald < ORd 95% Cl pd
M =1 =0 0.578 0.242 5.705 1.782 1.109 2.864 0.017
- =1 =0 0.549 0.289 3.609 1.732 0.983 3.051 0.057
~ ~ =1 -~ =0 0.571 0.239 5.708 1.770 1.108 2.828 0.017
PLR 0.603 0.249 5.865 1.828 1.122 2.977 0.015
ALl -0.544 0.216 6.343 0.580 0.380 0.886 0.012
CYFRA21 1 0.559 0.217 6.636 1.749 1.143 2.676 0.010
4 PLRzALI ~ CYFRA211 ¢ - ROC
Table 4 ROC characteristics of PLR and ALI combined with CYFRA21 1 to evaluate poor prognosis in patients with lung cancer
& d % % 95%Cl AUC pda
PLR 163.36 0.707 78.1 92.6 0.858~0.951 0.904 <0.001
ALl 44.01 0.555 74.0 81.5 0.779~0.913 0.846 <0.001
CYFRA21 1 7.49 ng/mL 0.765 80.2 96.3 0.884~0.967 0.926 <0.001

LDH+SAA+IL 17A 0.919 93.8 98.1 0.966~0.999 0.982 <0.001
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Efficacy of Zhenwu decoction on patients with chronic pulmonary heart disease and influ

ence on levels of IL 8 PCT and hs CRP
SHI Dekun' NIE Wei* HUO Yonggiang*

1. Department of Medicine Huaibei Hospital of Traditional Chinese Medicine Huaibei Anhui China
235000 2. Department of Critical Care Medicine Huaibei Hospital of Traditional Chinese Medicine Huaibei
Anhui China 235000

ABSTRACT  Objective To explore the influence of Zhenwu decoction on cardiopulmonary function
and levels of interleukin IL 8 procalcitonin PCT and high sensitivity C reactive protein hs CRP in
patients with chronic pulmonary heart disease CPHD . Methods The medical records of 98 patients with
CPHD at Huaibei Hospital of Traditional Chinese Medicine were retrospectively analyzed from December 2021
to December 2023. 48 patients treated with conventional Western medicine were included in the control group
and 50 patients who received conventional Western medicine combined with Zhenwu decoction were enrolled in
the study group. The TCM syndrome scores cardiopulmonary function inflammatory cytokines before and
after treatment and adverse reactions during treatment were observed in the both groups. Results  After
treatment the scores of TCM syndromes IL 8 PCT hs CRP left ventricular end diastolic diameter

LVEDd and left ventricular mass index LVMI in the two groups decreased significantly P<0.05 . These
indicators were lower in the study group compared to the control group P<0.05 . The forced vital capacity
FVC  forced expiratory volume in the first second FEV, ratio of forced expiratory volume in the first
second to forced vital capacity FEV,/FVC and left ventricular ejection fraction LVEF in the two groups
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after treatment significantly increased P<0.05 . The indicators in the study group were higher than those in the

control group P<0.05 . There were mild adverse reactions in both groups during treatment

which were

relieved with symptomatic treatment. There was no statistical significance in the total incidence rate of adverse

reactions P>0.05 . Conclusion

The application of Zhenwu decoction in treating patients with CPHD can

enhance cardiopulmonary function recovery effectively lower the levels of inflammatory factors alleviate the

clinical symptoms and demonstrate good safety.
KEY WORDS

Chronic pulmonary heart
disease CPHD
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days of treatment the wound infection rate of the combined group was lower than that of the control group
and the difference was statistically significant P<0.05 . After 14 days of treatment the CRP value and wound
volume value of the combined group were lower than those of the control group and the difference was statisti

cally significant P<0.05 . The wound healing rate in the combined group was 86.67%
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Table 3 Comparison of wound healing rate toe amputation rate and wound healing time between the two groups n %  X#s
o 14d™Q .
(8] n Q d
NPWT 15 9 2 13 86.67 * 1 6.67 ° 65.53+24.36°
15 0 6 9 6 40.00 7 46.77 97.47+17.06°
citd 5.167 4.261 13.954
pd 0.023 0.039 <0.001
4 N 7 MMP23FMP1 Al VEGF = O X%s
Table 4 Simple effect analysis of MMP2 TMP1 and VEGF levels at different time points between the two groups xzs
O n 0d 7d 14d Fd pda
MMP2 15 2.29+0.18 2.04+0.19 1.89+0.29 27.590 <0.001
15 2.32+0.23 2.33+0.28 2.15+0.19 4.488 0.043
td 0.234 11.883 8.779
pd 0.632 0.002 0.006
TMP1 15 827.79+80.03 849.89+79.70 872.18+81.38 17.862 <0.001
15 838.69+89.74 720.18%73.42 632.53+87.40 42.846 <0.001
td 0.123 21.491 60.410
pd 0.728 <0.001 <0.001
VEGF 15 348.77+47.50 365.65+41.17 382.61+38.67 1.808 0.190
15 349.35+38.74 330.58+46.40 290.26+39.40 24.480 <0.001
td 0.01 4.796 41.983
pd 0.971 0.037 <0.001
TMPL & o VEGF ¢ a
24 ez e ? o 800 o 380 NGPWT
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Figure 1 The interaction and levels of MMP2 TMP1 and VEGF at different time points between the two groups
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Table 6 Comparison of follow up between the two groups
n %
- 3T 6T
(] n
T M T M

150 0.00 * 0 0.00 0 0.00 3 20.00 0 0.00 *1 6.67
153 20.00 2 20.00 1 6.67 4 26.67 3 20.00 0 0.00

cgd 4.493 4493 <0.001 0.536 4.493  <0.001
pd 0.034 0.034  1.000 0.464 0.034  1.000
- P<0.05@



£ 1586 £ O e 2024 8 16 = 8 J Mol Diagn Ther, August 2024, VVol. 16 No. 8
i | a r v E GED AT T MMP2
c "= Q L c TMP1aVEGF ac
" T E T v
N 14d CRP
H ’E‘Q ’E‘Q , l ,\{ y
H a T A a J . xd ok 2019 21 7 636 640.
A 3> 30 (@) S S . 4 . n
o v 8] J . X
e O T H KT 2022 36 6 604 607.
Q WO GSNPWT 3 Garrett M Gray S et al. Audit of diabetes related lower ex
WO ko) H [c] tremity amputations in the Northern Region of New Zealand
X NPWT DEO ~ 2013 2016. J . New Zealand Med J 2024 1598 7 4454
~-T e E « ‘7 e -
- . Q . TF J . 3> 3N 2019
e g Om E 20 4 207 229
) G - E 5 a vy .-
Q Q n 1N
- 0 H a 2022 30 2 189 192.
7dAN14d ~  wMmp2 &A@ v @
} X J .- 2021 50 8 155
Hfb T™MP1 157+161.
i m G O - 7 4 E . -
- X MMP 2 N T 1.X n 2021 26
Ko} 9 718 719.
3 gSh 0 T 8 .VSD " rb bFGF Wagner2
TIMP 1 "A MMPs. 0 ) J n 4 2024 44 7 3941
. . 9 EKA - n € ° ~N
3 A L, Q  n x 3.
’ *8@VEGF = v Ok 2020 22 10 787 790
h e ) é 3 10 . SPSS (%) o J.
& a — 0 u S 2021 35 9 900 905.
0 MMP?2 a e > 11  Yong E Gong H Liew H et al. Getting a Foothold on Dia
, - betic Foot Disease Outcomes of a Multidisciplinary Clinical
T Q  MMP2 H/b Pathway for Inpatient Diabetic Foot Care A 17 Year Institu
VEGF Al TMP1 /b ac XKD7 tional Review J . Int J Low Extrem Wounds 2023
E 3> 3> 15347346231183740.
Ko} . avs g™ - VEGE 12 Chang L Duan W Chen A et al. Preparation of polyacrylo
c - O nitrile based fibres with chelated Ag ions for antibacterial ap
— = plications. J . R Soc Open Sci 2020 7 7 310 324.
; a,e 13 Q Q
T T W "TO 23 2 A =Smad3 n
H/b XN M 38T =T cil.n 4 202042 57
ocs NT o — - 14 Tallapaneni V Kalaivani C Pamu D et al. Acellular Scaf
-m = TQ - TQ folds as Innovative Biomaterial Platforms for the Management
= of Diabetic Wounds J . Tissue Eng Regen Med 2021 18
n ac
5 713 734.
c NPWT - E 15 Zhang WQ Tang W Hu SQ et al. Effect of matrix metallo
DFO X N proteinases on the healing of diabetic foot ulcer A systematic

review. J Tissue Viability 2023 32 1 51 58.



ol

2024

8

16

8

J Mol Diagn Ther, August 2024, VVol. 16 No. 8

%0 N

BN'Q

AHWJ



%)

2024 8 16 = 8 J Mol Diagn Ther, August 2024, VVol. 16

No. 8

tive group were significantly higher than those in the effective group with statistical significance c/t=
11.953 11.116 39.329 all P<0.05 . The efficacy of MM patients was negatively correlated with serum IL 21

LDH levels and 1g21 amplification positive rate r=-0.613 -0.294 -0.572 all P<0.05 . Multivariate regres
sion analysis showed that age >60 combined amyloidosis 1g21 amplification elevated serum IL 21 and
LDH expression levels were independent risk factors for the prognosis of MM patients P<0.05 . ROC curve
showed that the ROC areas of serum IL 21 and LDH and their combined detection were 0.785 0.781 and
0.849 respectively all P<0.05 . Conclusion The amplification of 1g21 and the high expression of serum
IL 21 and LDH may affect the efficacy of MM patients and the combined detection of serum IL 21 and LDH
has a high value in the prognosis assessment of MM patients.
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3 O TMM - o
Table 3 Multivariate regression analysis of independent risk factors influencing the prognosis of MM patients

d pd SEdA Wald < ORd 95% ClI pda

“=0 =1 0.664 0.235 7.954 1.943 1.226~3.079 0.005

o] © =0 =1 0.721 0.283 6.491 2.056 1.181~3.581 0.011

ISS O ~ =0 =1 0.742 0.483 2.360 2.100 0.815~5.412 0.124
1921 -~ =0 =1 0.531 0.201 6.979 1.701 1.147~2.522 0.008
IL 21 pg/mL o) 0.683 0.218 9.816 1.980 1.291~3.035 0.002
LDH U/L o) 0.730 0.228 10.251 2.076 1.327~3.244 0.001

IL 21
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group the expression levels of serum IncRNA PVT1 and HIF 1a in EMs patients were obviously higher with
statistical significance P<0.05 . As the progression of R AFS stage the expression levels of serum IncRNA
PVT1 and HIF 1a in EMs patients gradually increased P<0.05 . Pearson correlation analysis showed that
IncRNA PVT1 was positively correlated with HIF 1a r=0.419 P<0.05 Spearman correlation analysis showed
that the levels of serum IncRNA PVT1 and HIF 1a were obviously positively correlated with the R AFS stage of
EMs patients r=0.467 0.699 P<0.05 . The ROC curve showed that the AUC of IncRNA PVT1 and HIF 1ain
diagnosing EMs alone was 0.915 and 0.873 the sensitivity was 87.0% and 73.9% and the specificity was 70.7%
and 73.9% respectively the AUC of the combined diagnosis of EMs was 0.962 the sensitivity was 87.0% and
the specificity was 78.3%
deep growth cyst size=3 ¢cm and dysmenorrhea was significantly higher than those
P<0.05 .
Conclusion  The expression levels of serum IncRNA PVT1 and HIF la in patients with EMs are increased and
the high expression of IncRNA PVT1 and HIF 1a is related to the R AFS stage. Therefore
detection of the two may be beneficial for the early targeted treatment in clinical settings.

The proportion of patients with high expression of IncRNA PVT1 and HIF la in
clinical stage to

with low expression of IncRNA PVT1 and HIF la and the difference was statistically significant

the combined

G
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1 PCR Q
Table 1 PCR primer sequence
c 57 3 ° 57 3
INcRNA PVT1 TTGGCACATACAGCCATCAT GCAGTAAAAGGGGAACACCA
GAPDH GAAGGTGAAGGTCGGAGTC GAAGATGGTGATGGGATTTC
wn % Poa o 4 ~ RAFSO INcRNA  PVT1zHIF la
Spearman & O O EMs IncRNA X#s
PVT1aMIF 1a ““RAFSD U =3 Table 4 Comparison of serum IncRNA PVTL1 and HIF 1a
ROC o INcRNA PVT1=HIE 1a levels in patients with different R AFS stages Xzs
i . 16 1.30£0.24 34.60+9.46
PVT13HIF la N EMs 25 1.69+0.36° 74.25+16.83"
ROC o aP<0.05 oa 38 2.15+0.54" 106.03+28.54"
13 2.71+0.68" 131.95+32.78"
2 Fd 25.236 50.317
pd <0.001 <0.001
21 N h e P<0.05 bP<0.05 ™
EMs \Y4 -3 /b P<0.05G
o P<0.05 N 3BMIz- N L
> Ta e 2.4 IncRNAPVT1 " HIF lauv WE™ ™R AFS
O v a
o P>005 a 2a e o~ .
52 N INCRNA PVT12HIE 1a Pearson a U INcRNA PVT1 ™™
R EMs INCRNA PVT13 HIF 1a\d & r=0.419 P<0.05 Spearman
3 O EM INcRNA
HIF 1a T O P< N - ~S ‘ =
0.05 & 3 PVT13HIF 1a R AFS U \l a
r,=0.467 r,=0.699 P<0.05 &
3 N IncRNA PYT12HIF 1a XS 2.5 IncRNA PVT1zHIF la EMs

Table 3 Comparison of serum IncRNA PVT1 and HIF 1a

expression levels between the two groups X+s

ROC INcRNA PVT13HIF 1a T
x n IncRNA PVT1 HIF 1a pg/mL ,
EMs 2 1962046 88.63:22.64 EMs AUC & 0.962 95%CI 0.940~
92 1.09+0.31 41.33+11.36 0.985 S 87.0% S 783% N
e 15.044 17.911 ’ AUC /b INCRNA PVT1 =
pd <0.001 <0.001 )
AUC Z=2.015 P=0.044 QW HIF la=F
23 °7 RAFSO EMs INcRNA  AUC Z=2.836 P=0.005 a 1
PVT1aHIF 1a 2.6 IncRNA PVT13HIF 1la " EMs 8]
~ RAFSOD INcRNA PVT1aHIF 1a a
o P<0.05 O R AFS CO IncRNA PVT1=1.35 ¥J HIF 10=66.99 pg/mL
O EMs IncRNA PVT1=HIF 1a o d O INcRNA PVT1 >1.35 S
=1 o P<0.05 g 1c 813 <13 OSH 11 3
2 N h Xts n %
Table 2 Comparison of general data between the two groups x+s n %
fo¢ n BMI kg/m? T
EMs 92 34.86+9.32 21.23+4.31 42 45.65 54 58.70 43 46.74 55 59.78
92 35.73+9.47 20.94+4.26 35 38.04 23 25.00 36 39.13 46 50.00
itd 0.628 0.459 1.094 21.462 1.087 1.778
pd 0.531 0.647 0.269 <0.001 0.297 0.182
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HIF 1o >66.99 pg/mL S 68 3, IncRNA PVT1 ™~ é r O
<66.99 pg/mL S H 24 R & IncRNA aag b 0 InNcRNA PVT1
PVT1aHIF 1a EMs n O ~ 3 EMs n o ~ 3 3
3> >3 cm3- ! b >3 cm3- 2 Jb IncRNA PVT1
IncRNA PVT13HIF 1la H H IncRNA PVT1 ~ p™ " EMs =T
o P<0.05 G 5 a Ly e /b
. INcRNA PVT1_ EMs > &
08 INCRNA PVT1 M EMs X S’/ A ™M
06 :_r|1l(’::Rll\?A PVTI+HIF 1a XT e c v S
04 > 2 ) EMs =T =T @&
02 HIF 1= oE ABE
T M EXoE 4 G
0 02 04 06 08 10 —
1 T HIF la e A e
1 ROC E 3> EM3 T
Figure 1 ROC curve - c H “a “
3 =T EMs X HIF 1a
b O N
EMs h e =T O T M HIF la m e g =
- A S T h @ HIF 1a ~ p " EMs
* GEMs =T A xS T O 8§80 T cD zZ S
- GEMs N wemM EMs b HIF la M o)
M WE0 ‘ac ed EMs h E HIF 1la
A Tk = ) HIF 1a T 4 A 7% =z
EMs =T A = ) a ROC INcRNA
EMs e oac PVT1zHIF la EMs T X h ed
INcRNA PVT1 H/bem 8g24.1 MC b INcRNA PVT1 ~ HIF la EMs™
e ™M 8024 L DNA INcRNA PVT13HIF 1a N EMs
IncRNA PVT1 e =T e edg h & O -T IncRNA
a " aKong * =T é PVT1 " HIF la a INcRNA PVT1 ™"
X IncRNA PVT1 /b O HIFla ne & EMs [
5 IncRNA PVT1aHIF 1a " EMs n a n%
Table 5 Relationship between IncRNA PVT1 and HIF 1a expression and clinicopathological features of EMs patients n %
f : =T el ="l A
n O
~ 41 32 395 9 81.82 5.410 0.020 36 52.94 5 20.83 7.402 0.007
~IV 51 49 60.49 2 18.18 32 47.06 19 79.17
50 40 49.38 10 90.91 6731  0.009 31 4559 19 79.17 8.061  0.005
42 41 50.62 1 9.09 37 54.41 5 20.83
<3 cm 40 31 38.27 9 81.82 5.806 0.016 24 35.29 16 66.67 7.105 0.008
>3 cm 52 50 61.73 2 18.18 44 64.71 8 33.33
54 52 64.20 2 9.09 6.667 0.010 34 50.00 20 83.33 8.130 0.004
- 38 29 35.80 9 90.91 34 50.00 4 16.67
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Correlation between PDK1 expression in peripheral blood and inflammatory response in
patients with chronic heart failure and its clinical significance
XIANG Chunhua®  WANG Xu* ZHAO Xue’

1. Department of Cardiology Chengdu Lansheng Brain Hospital Sichuan Chengdu China 610030
2. Internal Medicine Department of Chengdu Jinsha Hospital Sichuan Chengdu China 610000

ABSTRACT  Objective To investigate the correlation between the expression of 3 phosphoinositide
dependent protein kinase 1 PDKZ1 in peripheral blood and inflammatory response in patients with chronic
heart failure CHF and its clinical significance. Methods A total of 180 patients with CHF admitted to Lansh
eng Brain Hospital in Chengdu from March 2022 to March 2024 were selected for the CHF group. This group
was further divided into mild heart failure with New York Heart Association NYHA grade and severe heart
failure with grade to . Additionally. 110 healthy individuals who underwent physical examinations at our
hospital during the same period were included as the control group. The mRNA expression level of PDK1 in pe
ripheral blood and the levels of serum C reactive protein CRP  soluble urokinase type plasminogen activator
receptor suPAR interleukin 6 IL 6 and interleukin 8 IL 8 in serum were measured. Statistical analysis
using t test was conducted to compare the differences in PDK1 CRP suPAR IL 6 and IL 8 among all groups
The Pearson test was used to analyze correlations and ROC curves were generated to assess the diagnostic value
of each indicator in determining the condition of CHF. Results The mRNA expression level of PDK1 in the pe
ripheral blood of the CHF group was lower than that of the control group t=12.356 P<0.05 and the levels of
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CRP suPAR IL 6 and IL 8 in serum were higher than those in the control group with statistical significance
t=12.193 19.347 18.742 13.044 P<0.05 . The mRNA expression level of PDK1 in the peripheral blood of pa
tients with severe heart failure in the CHF group was lower than that of patients with mild heart failure t=9.925

P<0.05

and the serum levels of CRP suPAR IL 6 and IL 8 were higher than those of patients with mild heart

failure with statistical significance t=5.444 5.647 6.312 8.015 P<0.05 . The mRNA expression level of
PDK1 in the peripheral blood of the CHF group was negatively correlated with the levels of CRP suPAR IL 6

and IL 8 in serum P<0.05 . Conclusion

The expression of PDKL1 in the peripheral blood of CHF patients is

decreased which is related to the worsening of heart failure and the activation of the inflammatory response.
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