TR TBES DS

~
L5t

2023 2R %H15% F2H EFE102H

Volume 15 Number 2 February 2023

-
+
I
&

E|1#

TE:a.b.c Ml rs231775 AA B AG B! GG 2, d e .f 4352 1s3087243 GG % .GA B L AA !,
Bl (246) 1s231775.1s3087243 IE [a] {iL 2= il 5 ]
Figure(246) 15231775 .1s3087243 forward site sequencing map

IS5N 1674=-6929

LU

T18T4749 2




Pk

cis

ZEREsE N R R B, Tl 4R

T . 1985 4F 9 H i A T ) e A B .

2012-2016 4, [ -1 F i 4 J5 By Be il A

KK 0 G AN B2 B Ak

PRSI ERAESE 0L, 53 0l N FEGOK B2 2

ALY 7 S 55 >, B )R T 2016-

2021 4F- 73 5 7E b 15 1 FE M SR PR B |

JoE 2% IR R AR - i T3 38N 2 0 5 i DA

T W Il T R 2 DA 1 s e 0 5

TAE. 2021 4F 1 A A GRMI R~ 2557 B

B R D B 2 0, HAT S

T HAPAKE PRI ENT N AEE

RPMEHNE B IRANA VLR (A58 (W7 G B AR E N A 4%

U AR AR I A, ) &k R w7k SCLIg 3C 90 ks , o LIS —BaE HAES

1E Adv. Mater., Angew. Chem. In. Ed., ACS Nano 55 [ Fr AU T T & 218

50 4%, H ESI #5318 S 4 o HiF PCT [ br& A 4 301, B4 [ % Al

4 TRtk 1300) , 2 5EE YRR T 558 2 K . [ B BT 4H 4 Angew.

Chem. In. Ed., Adv. Mater., ACS Nano, Adv. Funt. Mater, 2% 30 &> [E B #i 11

{0 VAN DN

2R AR KN 2 25 RS DO B2 5T iR 40/ 25 5

WEFBOT SR R i TiE 2 piidE . R LS RE K A R s iR 2

i, Horp g & E K A AR AL 4 R VLT84 DA R R T AR 2 0, 15 57
FOFUSCI /5 T S A B SE AE 20 R 44 o



» - & %
k54 SUR%E:
JOURNAL OF MOLECULAR DIAGNOSTICS AND THERAPY

ATl 2023%F2H #£15% F28 2% 1028 Monthly Volume 15 Number 2 February 2023

B
FIp
HRIp

i 4

Jogt i)

Bt

Y AR AT
Gt 7S
24

i hix

Ho it
i

T

D

R

KAt B

KA

P AT
E1F

#4548

E

Responsible Institution
Sponsor

Organizer

Editor in Chief
Consultant

Editor in Chief
Managing Director
Editorial Office
Editors

Editing

Add
Tel
E-mail

CSSN

Printing
Publish Date
Price

b K E
(P B RBEE A ) J EAA TR F)
FoON ik g R A A PR 8]

IR E M

W F#y

2

1)

( \%i"‘lifr 53497 &) R
Fug EHYL ERE

(F l REEE A )J EALA FRA )

Jo M TR R R A4 179 5 A £ KR 11 #(510620)
(020) 32290789-206, 32290789-201
jmdt@vip.163.com

ISSN 1674-6929

CN 44-1656/R

46-283

JERARINRATR

& A Sh T ZAT

440100190057

KA ABA AN A TR 5]
2023 2 A 18 H

RMB 15.00 T

Sun Yat-sen University

China Family Doctors Magazine Publisher Co. , Ltd.

Daan Gene Co., Ltd.

ZHANG Yipeng

SHEN Ziyu

LI Ming

LIU Yue

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

China Family Doctors Magazine Publisher Co., Ltd.

11 FL., Xianglong Building, 179# Tian he bei Lu, Guangzhou, China 510620
(020) 32290789-206, 32290789—-201
jmdt@vip.163.com

ISSN 1674—-6929

CN 44-1656/R

TianYi Yofus Technology Co., Ltd.
2023.2.18

RMB 15.00

EELC ‘_llﬂ] ﬂzlﬁ'ﬁ—:l.-‘sﬁﬁ'u)

FEAUE T2 W 51607 288 A A PR B T AT SCRE A ARRAS Rl 22 2 WA, BRAERR A






B 5is i SRtk &

ATl 2023F2H 515% H2H

H &

%
ST EEFEAL S ENTIRS W PRI -oeeeeeeeeeneees WiEY MBh HEH F(181)
it E
METTL3 F2 ALKBHS A2 T IR BEIE T 8 3K weevevmeenmneneee EhN O EER Mt %5—(185)
A LA A 2 LB G4 KT GBS BA TG HIAT A oo EH FAX RAEE F(189)
W NI LG T RIS TR AR I F ARG RCR ovvermrnnnnnnnnennns MR E3 RE £(193)
BB ERXNBELSTE LWL % E I £ 540 7 Bt PIBK/AKT/mTOR i #4698 £ A
.................................................................................... g TRE sk £(197)
HB-EGF \HDAC3 554~ LP-PLA2 # 3 % 5 &5 9% % 4 PCL 4 J7 TG 69 3464 )
............................................................................................. 'J%—-@'E ?%fE /ﬁﬁi}i'ﬁ}i(ZO])
HPV-E6/E7-mRNA #= HPV-DNA #0521 9% X 75 & o 69 2 A 18
.................................................................................... X 4T TR ;‘(ﬂ%’% ﬂ,ﬁ% %;(205)
W B AT R R BRI SR PTG E R e x4 F ko E¥E $(209)
A A KRG AL T2 B EB R A B F L P AGIE R S weeeeeeenneeens EHH O EM A F(214)
B A F A th-bFGF 3 Az B % K50 @& 4 KB F 4 VEGF &k #9 %
.............................................................................. Faf;fi%%m—’}’é/ﬁ ﬁ’—ﬂ-ﬂ- i']{r%(217)
HBV DNA % % 5 & 547 £ % CEA HA B2 A4 HBV & 4 89 16 R 14
.......................................................................................... 4% 53 ZHER2)
cAMP/PKA-pCREB 15 5 1 3 12 T 1 B 5 % & o AR 5t % & A 22 2 dik o 9 4F R
....................................................................................... B A AR HAEIR(226)
B A LB GGT UA 4 3t HF & F 4 B BTG 69 5 SLeevvereeeeeeeees BE= AR F¥#k(231)
b A 2 - B B VR AR 5 R R S AR R I 2 0 K R AT
.......................................................................................... {19l 25 %’K’%%‘#RL(235)
T RF A8 5 PEAT 28 S 7 HBx .miR-122 & GA B e JRF S ceeverereeneeneens MR BRI TRARIR 5 (240)
CTIA-4 AR % AMALARR BG5S R HALE K g AR - g EAh EF F(244)
e flg B AT R TR AAT A AR R R A R AR P ey KA R KR
................................................................................................ g{gﬁg M, %B}](249)
BHABE Bk E 17 BB OHRA I TIBAT AR R oo RaL INEE RHE(253)
5] AR A B AT SRR W B ARG AP Z K RN S %A
....................................................................................... i E#E AT 5(257)
TC/HDL-C 354 HNP1-3 \ J§ & & ato il f£ 73 5% e FR 357 7 v 44 52 )
....................................................................................... w4 BAF4AE EHm F(261)

R ARG R B B F fiF -FABP . DAO D-Lac 7K-F T AL B L & B 23831
....................................................................................... FEH R4Em X F4E 5F(265)



Stk BRe L & W R4 dn B TR A HLAG I AT AU IE o gm T 205 W 6 A
.......................................................................................... NEER xNE AW (269)

.......................................................................................... %;;}7;;‘7 % H e (273)
B A A T B A AFAE S IVF-ET JE4R 25 By g AR bk coveeeeennnenns Bk #wehl EmE F(277)
ARIR v, R BT = UG SR SR R E S RLX (E2 L TGF-B1 69 vh -oeeeeeeenes R EFEAM R4E(281)
A #4543t T2DM 4 HFPEF 8 2 fk £ & #5450 .8 £ & M & MHR \NT-proBNP 7K T 9 % v

....................................................................................... x| R A Jede 5 (285)
TCRA R % H -G IT 20 I BB B A1 W JRATF G0 eveeneennneenes WNE O EELE FEF %£(29)
PR E IR AT SR K % £ TS & TBIL.CRP . RDW #9 % vh) --nveeeeeeeees EW A MBF(294)
o 7 Na BB 40 20 JL 5 A0 58 JE At Boe S ) SR TRIG 0T woveeeemmnnnnnnnns R ¥kiE Bk F(298)
2 AV R IR eIt e B B i W AE A 5 A-FABP .GLP-1 /K -F 8948 % &

.......................................................................................... %Jkdt’% %/f:—% 5‘}{7}:@\(302)
R R KRBT X A Roaike Rt & fe B R IR & 3 75 PEDF 4= VEGF 7K -F 89 % 7@

.......................................................................................... | ;]:;]ﬁ]— ?%‘{?—‘ %?(306)
A 25-F L A F D A B IR HRR G KR 5 BL 40 UM K6 R B R T 69 AR K

.......................................................................................... //a—,\,)A/fg 532)3&*7]‘ 4@%(310)
£ 7% TNF-o0 . SDF-1 Z VEGF K- 5 B 35 BAE ARG B e 6 £ R vovvvenneens R ahEH k&L F(314)
R w2 B8 57 3 CKD 4~ 3f 3 fk B8 f2 9% UA \eGFR B & & Jk 89 % v

....................................................................................... ﬁ%%ﬁ‘ G #3 ;ﬂg,J\g %;(318)
#5254 ¢ Tnl \Myo % BNP /2 ZH s AR FE 35 B o 6 5L J7) - eveeeeees WeEME ERAE FE(322)
2 F % R A5 B A % # ChE.CRP/ALB Yo AH M) 33 R - £ 2% 4 44 TR 45 A

....................................................................................... i F . HRE Gk Fzk 5(326)
T AF PR A AE 540 2F PCL A LA % % NT-proBNP . MCP-1 % H-FABP 49 3% *#

.......................................................................................... M=z % EHEAF 2+ (330)
3T B0 FIESIR B T A8 E B COPD %9 16 JR 77 L & 3 TGF-B1 4% \TBRI.Smad2 . Smad3
AR TR T B TG0 v I EH RFH M 5£(335)
B 5| 5T VAR @4 F R e Bb 7 45 & CEA JTSH x¢ Y AR IR 69 34 B 44

....................................................................................... y;ﬁj@ gﬂ%g g}:@;ﬁ:} %(339)
A 3¢ TGF-B1 5 HER2 A be A £ M) SURE & 22 AL I7 J& 5 ILAR 47 69 AR %

.......................................................................................... i ?%j_f‘ 5 %(344)
2020 4F-2021 40238 T P & [ 127 A s 2 ol BURAT 9% 5 &

.................................................................................... WA=2s dweeAk SRR F(348)
P-STAT3.COX-2 Z TGF-B1 £ 45 A M5 B 1 MF 75 o 69 R A A 35 Hp B 09 X &

.................................................................................... xKE X B BREI F(352)
B F T HERAMFENL S T ARSI AR oo AF EEE Rk F(357)

TRME
?_@_% ............................................................................................................... (=

LI EHAL

B e T N PP (3=



JOURNAL OF
MOLECULAR DIAGNOSTICS AND THERAPY
Monthly Volume 15 Number 2 February 2022

CONTENTS

COMMENTS

Application of molecular genetics technology in the diagnosis of multiple primary lung cancer
YANG Mengzhe , YANG Zhenghong , CHEN Xuejing, CHEN Jiao, ZHOU Yongchun —«+cececeeeeeseseseseseseseseiaratieeee. (181)

ORIGINAL ARTICLES
Expression of METTL3 and ALKBHS5 in thyroid carcinoma

TAN Shen, CUI Aimin, BAI Nan, ZHA Yejun, LU SRuuai +=vevvveeeeveesnneeesmnnettitt ittt (]85)
Correlation between baseline cerebrospinal fluid neurofilament light chain level and prognosis in patients with GBS
WANG Li, LI Dongying, ZHOU Jiaxin, LU Wenyu .................................................................................... (]89)
Effect of enteral nutritional support in the treatment of children with severe pulmonary infection and sepsis

CHEN Chen’ WANG Ql, SU ,]an, CU[ LLdan, J]N thpeng ........................................................................... (193)

Efficacy of Guizhi Fuling Pills combined with western medicine in the treatment of PCOS and its regulatory

effect on PIBK/AKT/mTOR pathway

LI Jiannan, YU Fengying, SHEN Huanhuan , ZHANG Li «=++++sseeeeeeeeenenttanttttittitittatiittatttitatttataetnns (]97)
Effect of HB-EGF, HDAC3 combined with LP-PLA2 detection on the prognosis of PCI treatment in elderly

patients with coronary heart disease

CHANG Xi(mgﬁzi, FENG Long, YING Yuanyuan ....................................................................................... (20])
Application value of HPV E6/E7 mRNA and HPV DNA detection in cervical lesion screening

L]U Honglz, L[U Zerong, ZHAO Shufang, WU Nan .................................................................................... (205)
Relationship between free triiodothyronine and prognosis of acute stroke

LIU Beiy(m S LI Lin, CUI Huanxi , BAI Limwei «««+++=+s=etettsesnentst ettt ettt ittt atttatananes (209)
Clinical application of serum amyloid A in 972 children with Epstein-Barr virus infection

WANG Xinying , WANG Peng, XU Wei, WAN Jiyun, JI Yingying, ZHANG Zhijun, ZHAO Shuping «+=+=-cceveeeeeeseeceeees (214)

Effect of Qufu Shengxin Ointment combined with RH-BFGF on postoperative wound healing, inflammatory
factors and VEGF expression in patients with anal fistula

AT[GAN'Apaer, YU Dandan , LIU Y(lng ................................................................................................... (217)
The clinical value of HBV DNA quantification, serological markers, CEA and HA in detecting HBV infection
JHENG Jinping, GAO Yong, LT TLLQUILILQUTL #++ v+ v+ s ememmmeeee e ettt ettt et ettt ettt et ttttattaeeeeeeetettnannnes (222)

Role of cAMP/PKA-pCREB signaling pathway in early rehabilitation training to improve neurological function in
patients with cerebral infarction

GUO Shuling , XIE Yongquan , XIE Guifen ««+«++«s+seettsetetuttttitittiii it (226)
Significance of combined detection of myocardial zymography, GGT and UA in the diagnosis and prognosis

of HF patients

DAI Enylm , XIA Yuan, LI Changlin ...................................................................................................... (23])
Analysis of the relationship between neutrophil-lymphocyte ratio and metabolic syndrome and its components

in the elderly

DENG Pengfei, CHENG Lei, ZHENG Xuefeng .......................................................................................... (235)
Expression and clinical significance of HBx and miR-122 in hepatitis B related hepatocellular carcinoma
CHEN Dongh(u s H()NG Mez, ZHANG YLZLTL, ZH()U' HongmeL ........................................................................ (240)
Correlation between CTLA-4 gene polymorphism and its related proteins and primary biliary cholangitis
FENG ]ing, HUANG Yi, WANG Qi, HUANG Shamn — ++++eeeeeeeeeeseeetemtiittittttttiiiiiiiiiiitetttittiiiiiiiiiteeeetteeiainns (244)

Expression and correlation of dyslipidemia, gastrin-17 and Helicobacter pylori in different pathological types of
gastric polyps

ZHANG Wei, XU Bin, LU Ming ............................................................................................................ (249)
Relationship between gastric macular tumor and gastrin 17, pepsinogen and Helicobacter pylori
CHEN Min, SUN H(zibing, FEI Mengxue ................................................................................................ (253)

Effects of esketamine combined with propofol on postoperative neuroinflammation and cognitive function in
elderly patients undergoing total hip arthroplasty
L] N(l, WANG nguo s CU] Xueya, YANG Yan .......................................................................................... (257)



Application analysis of TC/HDL-C combined with HNP1-3 and lipoprotein A detection in clinical diagnosis of

coronary heart disease

CHEN Lijuan , ZHOU Yusheng, LUAN Ying, JHANG Kaizhong ..................................................................... (261)
Changes of serum I-FABP, DAO and D-Lac levels in patients with poor prognosis of sepsis and their risk factors
MENG Lei, SONG Weipeng , LIU Xuwyuan , ZHAO Likun, WANG Meng , QIU Fang, TAN Sen,

GUO Qianghua , ZUQ ZRigang «+++++ ==+ sseeesees st (265)
The value of serum total bilirubin, reticulocyte combined with blood routine examination in early diagnosis of
hemolytic disease of newborn

LIU Yinyin, LIU Lei, XIA Bangkun ......................................................................................................... (269)
Changes of serum p2-MG, TNF-a and LDH levels in patients with multiple myeloma and their correlation

with prognosis

MAO Peipei, ()[AO Sha , XIAO ]ingjing ................................................................................................... (273)
Correlation between distribution characteristics of vaginal microflora and IVF-ET pregnancy outcomes
ZHOU Xinye, HUANG Xiaofan , WANG Liman , GUO Shaoli, WU Shugqing «+«+++++++=+sseeseeseseameintiii.. (277)

Effects of low-frequency electrical stimulation on RLX, E2 and TGF-B1 in patients with postpartum stress urinary
incontinence

ZHAO ]ing, WANG Sumei, JZHANG Ji v eeeeeeeeesoeensntenentntttnttet ettt ettt ettt ettt ettt ttatatetatanettns (281)
Effects of dapagliflozin on insulin resistance, ventricular remodeling, MHR and NT-proBNP levels in patients

with T2DM and HFPEF

LIU Shanshan, SHANG Suli(mg, SU Hua , LIU Cuiqing ................................................................................. (285)
Clinical study on evaluating the immunity in patients with hepatocellular carcinoma by TCR gene diversity

LIU Xing , WANG Leishi, LI Luping, WU Wei, QUAN Dongmei, LV Cheng, DUAN Yuming , ZHU Zizhao ,

SONG Cu(mnan s WANG ch ............................................................................................................... (290)
Effect of early nutrition management on prognosis and TBIL, CRP, RDW in patients with acute pancreatitis

Ll Ye, GOUYang, THAQ) Y eeevveveeeseeeeennnnnuuetetettiiiitttttet et tttiitittttteeetttetaiiittteieeteettetteiinnnateeeeeseseeannns (294)
Prognostic analysis of serum Na+ combined with red blood cell distribution width in acute heart failure

WANG KIUL, YA() T(l(), L[ Guang, ZHANG Pez, WUXU(ZTL ........................................................................... (298)

Correlation between the distribution of intestinal flora and the levels of A-FABP and GLP-1 in patients with

type 2 diabetes and obesity

DONG Yefeng, GE Renmei , SONG (o =+ +++ et tntntntntntntnenen ettt ittt ettt ettt ettt ettt sttt teaeae (302)
Effects of trabeculectomy under different anesthesia on serum PEDF and VEGF levels in patients with

neovascular glaucoma

TIAN Jie R YANG Qian s LI Chunqing, JHOU Weinuq «+wwweeeeeeeeesennnnnnnmtetttttttiiiiiittttttiiiiiiiiiietetttttiitiiiinnne. (306)
Correlation between serum 25-hydroxyvitamin D and immunoglobulin levels and the occurrence and illness of

infant pneumonia

YU Bixin, GONG Chenglin, HE Ping ...................................................................................................... (310)
Relationship between serum levels of TNF-o, SDF-1 and VEGF and infection after replantation of severed finger
CA[Hong, SUN Jianxin, PANG Dehua , XU ,]ing, YANG Jiangbo .................................................................. (314)
Effects of allopurinol treatment on UA, eGFR and proteinuria in CKD complicated with hyperuricemia

HAN Lel, BAI Yanyan’ WEN XLLw]un, Q[ YLng .......................................................................................... (3]8)
Application of echocardiography combined with cTnl, Myo and BNP in the diagnosis of acute myocardial infarction
YAO Minye, WANG Lingying, XU T@o  +vvvveeeeeeeeesesetittt ettt ettt iittiiitieeettittittitateeesettteiennns (322)

Prediction of ChE, CRP/ALB ratio detection for early postoperative infection in elderly patients with multiple

traumatic fractures

LIU Hechun, CHEN Zaibo, WU Zhu, SU Ning, CHEN Li, ZHOU G(mg ............................................................ (326)
Effects of tirofiban combined with sodium nitroprusside on NT-proBNP, MCP-1 and H-FABP in patients with

PCI without reflow

CHEN Y(mfei , WANG Qicun S HONG Ye veveeeeeneneseenetnn ittt ettt ettt ettt ettt ettt et (330)
Clinical efficacy of Breviscapine injection on stable COPD and its effect on TGF-B1 content and TBRI,

Smad2, Smad3 expression levels

WANG Siying , ZHAO Qi, YANG Xin, WANG Hong , LU Yang «+++=++++sssesseeusseeutmtitiiiii (335)
Diagnostic value of ultrasound-guided fine needle aspiration biopsy combined with serum calcitonin, CEA and

TSH for thyroid cancer

SHI Xu, XIAO Baojun, O[AO Xiangbin, LIU Ji@ v eveeeeereeeeeseeen ettt et ettt ettt ettt ettt ettt (339)
Correlation between plasma TGF-B1 and myocardial injury after radiochemotherapy for HER2-positive left

breast cancer

MA Lan, LI Yanping, WU Mine, LIU JU@i +++++++e+esesesesesesttttntntntntntnttttttttttttttttt ittt tatttttttaaanenes (344)
Influenza virus surveillance and epidemiological investigation in Zhaotong Hospital of Traditional Chinese

Medicine from 2020 to 2021

XIE Renfen, SHEN Xiaodong, DENG Rongjie, LIU Yangli, AO Daojiao, CHEN Tianmei, LI Changyu, YANG Qunsong «-*+-+ (348)

Expression of P-STAT3, COX-2 and TGF-B1 in colorectal polyps and tumors and its relationships with Hp infection

L[U Yong]mng, L]U Qmeg, SHAO Zhangong, ZHANG Wen, WANG XlL(;’ ......................................................... (352)
REVIEWS

Machine learning predicts biomarkers for assistant diagnosis and treatment of deep venous thrombosis of lower limbs
RONG Yi, WANG Haotian , LI Shaoshuo, YU Hao, WANG Lan, SHAO Y(mg ...................................................... (357)



PR SRIT ARG 20234E2H %5154 %521 T Mol Diagn Ther, February 2023, Vol. 15  No. 2

5 T A A BOARAE 2 8511 M 2 Wb i S T SR

WY mBeE %REH R RAARAY
(4 FE] Z5URIME (MPLC)HE A WA B LA U S 15 (0 it i , AN [ 45 1 20 212 SRR D)

9 MPLC # 55 55 fili 9 7 B 9 (IMD) R ELER 12, PRRIZ BT 67 T S AU 22 5 AL W1, FATXE T MPLC 173
BEA W SR 5T B 9 53 B, 35 14 2 A DU g ) e B e U5 %) MPLC F 12 W7 LA
IS5, 73T A% A TR B AN W A JR8 A5 231 8 A% 2 A ) ) 8 i Y0 LA T 22 57, % MPLC 912 1Bt
AT o ASSCEA S [ 73 38 AL 2 HORTE MPLC 12 W7 B SIS 1 234k

[R88IR] 2N ; T A2 HoR 5 R v e Pk

Application of molecular genetics technology in the diagnosis of multiple primary lung
cancer

YANG Mengzhe, YANG Zhenghong , CHEN Xuejing, CHEN Jiao, ZHOU Yongchun*

(Department of Molecular Diagnostic Center, The Third Affiliated Hospital of Kunming Medical University/
Yunnan Cancer Hospital, Kunming, Yunnan, China, 650118)

[ABSTRACT]

lung nodules. MPLC with similar histological types of different nodules can easily be misdiagnosed with intra-

Multiple primary lung cancer (MPLC) refers to lung cancer with two or more primary

pulmonary metastasis (IM). The treatment options and prognosis of the two diagnoses are significantly differ-
ent. Based on the heterogeneity of tumors, the molecular genetic detection of the clonal origin of tumors has
important reference value for the diagnosis of MPLC. The continuous development of molecular genetic tech-

nology has made the coverage of molecular genetic testing vary, which also affects the diagnosis of MPLC.

The review introduces the application of different molecular biological technology in the diagnosis of MPLC.
[KEY WORDS] MPLC; Molecular genetics technology ; The clonal origin of the tumors
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FE S MR B IR . SR, MUK aCGH T Z N H T

Il RIA EAT LR 1 R PR : WaCGH 223K
BT EEE Y VR I 2L 0 DR I T S s 2 e s A 04 i A7
SAF BRI R, @aCGH BR A th & 47 I 5%k
Y IR 2 L 3K 6 A AR BB A A 2 A B 2R
e s B 22K . BaCGH 2% FH &y 5t HLAG I J&] K
DA PR A G 3BT A
2.2 A

o TR AR IC 43 M7 (microsatellite analysis, MSA)
JEXRT 5] 43 A T EAL AR W DR A rh i T B
G0, B 1~6 MZH IR R E R 7 Beif AT bt
TR A F 5 P (microsatellite instability , MSI) Fl1
G B (loss of heterozygosity, LOH) J&fif 1 &2
S WA EZE R BURAE . LOH 75 MPLC 21
N FRARXT 2 o Wang 267X 30 44 Z2 45 1 i i
B 70 A MR AR A HEAT v B R IR S5, R
X 6 4~ 2 25 P DNA Fric D3S1766 (3p14~21) |
D4S408 (4933 ~ 34) . IFNA (9p21) \D9S171(9p21) .
D11S970(11q13) . TP53(17p13.1) BEAT43HT , i A& )
T TP53 W AE L) e X Y AR R IG 1B L. MSA 45
R ER HA B 17.18,27.29 45745 [A] (1Y) LOH A 5¢
S AH TR, B 5 7 (8] &R A AR [R) 07 501 LOH, {H At 48
4579 LOH o f 25 oAb, RO B 4.5 4515 ) 1Y
TP53 AR AT A — B AR E 1 451 Rl X 4
ERRIERE AN, S5 = ARSI 25 SR A B 1
4.5.17.18.27.29 A[i2 Wiy MPLC, Hx [ 35 1 1
ZIE M, A SCHERRGE " — B3 CT SR BUIA 10
UL EIRESE ST, A58 M, Huang 5" A9 BF 9%t 3
it 8 it A i geg 5 L A% 98 =2 [R) B A v B — B0
LOH #5 3X , A0 X F 21 2198 25 5 43 #1564 77 46 I
LOH 1 2k %5 5] o v B2 P A2 8 A 7 vk
2.3 TF—RIFHEA

T — AR ¥ £ K (Next Generation Sequencing
Technology , NGS ) X FR K MAL A7 ¥ H2 A , &
]z N I R S 56 % 19 4 F- Kl . Eguren S
SEUTE B NGS X [F]— A il e A e A2
Jili R ) = A2 A HEAT 50 AN HE ) e A I 4
WR AT b 45T TP53 ¢.659A>G . KRAS BF A= A |
7c B 4595 TP53 ¢.725G>T . KRAS ¢.34G>T, /& |
4545 TP53 ¢.1024G>T . KRAS ¢.35G>T, {1 T #%
R I g O 2 S A B i 1 6 DR R AR TG — A 2
Y IR A AN AR ] DR X 4% A R
ANGEAT N MPLC, Pei 451 F] ] NGS X} 30 44
() 67 A il Jis 25 5 YEAT 808 A4~ FE A A A, G 32k 1
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T EGFR, KRAS ., BRAF, ERBB2, ALK, ROSI1 .
MET #1 RET /\ A~ & M3 3K 2y & ], K& T EGFR
L858R 7E MPLC il IM H iy & A JL & — 2, &}
MPLC 1 IM #1471 B H 0 Il T — A4 514
3, WA 1. Liu 55750 5 NGS X = 44 /8 # 5 17
520 it e 451 9K 3 5 PRSI, Xk = 44 S8 2 i 9 1
b R R AT R E (115 A IM AR A 3 S
R R YT o SRS ITFH R A L, NGS 7] [F]
i 58 1 22 s A% 58 A8 i Al , B A3 B i R
JE R A DNA FEACT /> 45 5 ][] F1YY 29 28 5%
BAS S A o X EER FRATT R 2R % MPLC 1)
UK S FE R, N TITZR T MPLC (A,

[ b g FAk
(g A e e > Sk
I
4
v

5875 3L [N 47 JC EGFR \KRAS .BRAF .ERBB2 ,
ALK ,ROS1.MET ,RET i 4 3K 5l 3£ [XI E2iv a0

A L HABIE AL AT 548

Bl SEXZMEZSEERS

Figure 1 The diagnostic model of multiple primary lung cancer
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A7 T AR R, HLAT AR ] 4 3845 8 5t (H A~ e
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17T WES, 85 5L Wi 5 24 B85 e s A (1] 5 DR 2 AR A
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RSP — T 5T T 43k 41 ONA #E07E 2 45
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H A5 22 57 F5 VL 4% M&M FrifE Al ACCP-2013
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R 69% 50%F 63% . HR eI A Fil5 Bl i) 79
Xof 98 g e R MR L 36 X g SR ARG RS e
24 %F bR PR AE T Bl U R i HEBR ZE 4 . CNA 2
Wi 22124 HEWT . M&M ArifE . ACCP-2013 48 7 5 B
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TERRE 2245777 i (1) e P A 05 LA O 3 P M
P WGS 15 21| 7 8 58 K, H T 7 o6 VR 3
— o [Hi T AR R AL 85% M EIM BT IX,
M AMNEF X H 5 AR A0 1%, K it WGS #6:
SN RF A3 2878 2 IR A . WGS 1 i il At
AR IR R P A B WES 5 NGS )i .

3 BEERE

HERA 12 I MPLC 2 AR A6 7 1Y G B
171 T R S P X — R, s AR A BOR
X MPLC (412 Wi B i 177 i 5w, A [ 1) 70 1 33t
He A BORHRAT 4 F PR A, L WES RERS 2 3
SR AR TG A DX, B TR A R R i
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METTL3 MIALKBHS5 TEHVIR I it 4k

W BERR Ak EBET FC

(# ZE] HH HTHWREBERE 3(METTL3) il alkB [7) 24 5(ALKBHS5 ) 16 HUAR BRI (TC) FR Y
KR E Lo Ak BEI2014 4F 3 A £ 2015 4F 9 A T A6 5T UK TR B BEAE BE G 7 1Y 116 4 TC i3 i
LR TC 41, 58 BUH R B 988 55 24 U4 g X B4 . 4G I 4 47 METTL3 . ALKBHS mRNA /K- 5 73 #r
METTL3 ALKBH5 mRNA /K- 5 F 3 1 A BILERAIF 19 96 &R 5 /0 AfF METTL3 mRNA 5 ALKBH5 mRNA ik
Y AH 61 5 LA Kaplan-Meier 1520 87 TC 2H40h METTL3 \ALKBH5 353k 5 3% TLAE N MUAE RN K R R
HZHE Cox MIHHT TCH/F MK R, &8 TC 4l METTL3 mRNA 7K = F X I8 41 , ALKBHS5
mRNA K FAE TXF B2H , 2% Fe B 8522 2 L (P<0.05) . METTL3 (&5 33520 8% TNM 15 ik 0 45
LB TR R IR, ALKBHS (R 2541 TNM I ik B85 5% 8 Lu 0 i T Rk 4, 2 R a G2
B X (P<0.05), TC 4% h METTL3 mRNA 5 ALKBHS5 mRNA % ik 7K 3 5 114 % (r=-0.589, P<0.05) .
METTL3 15 %5 0 1 AR BATF RAK T METTL3 R £ b 4, ALKBH5 (R F 5 A HAF N B AT RKT
ALKBH5 75 3K 41, 22 5 ¥4 515 7 L (P<0.05) . TNM 4301 1 H bk 2 25 54 4% S METTL3 1= 33k |
ALKBHS5 %3525 TC BUR B G N & (P<0.05) . #5iE  TC " METTL3 55533k ALKBHS5 &%
R IR, RN TC BF B G N & .

[8EiR] WOk, B ILEERSTAE 35 AIKB [RI R %) 5

Expression of METTL3 and ALKBHS in thyroid carcinoma

TAN Shen'*, CUI Aimin', BAI Nan', ZHA Yejun®, LU Shuai®

(1. Department of General Surgery, Beijing Jishuitan Hospital, Beijing, China, 100000; 2. Department of
Orthopaedic, Beijing Jishuitan Hospital, Beijing, China, 100000)

[ABSTRACT] Objective To investigate the levels and significance of methyltransferase like 3
(METTL3) and alkB homolog 5 (ALKBH5) in thyroid carcinoma (TC). Methods The cancer tissues of 116
TC patients hospitalized in Beijing Jishuitan Hospital from March 2014 to September 2015 were selected as the
TC group, and the corresponding adjacent tissues were selected as the control group. The levels of METTL3 and
ALKBH5 mRNA were detected; the relationship between the levels of METTL3, ALKBH5 mRNA and the
clinicopathological features of the patients was analyzed. The correlation between METTL3 mRNA and
ALKBHS5 mRNA expression was analyzed. The relationship between the expression of METTL3 and ALKBHS5 in
TC tissues and the five-year overall survival rate was analyzed by Kaplan-Meier method. Multivariate Cox
regression was used to analyze the factors influencing the prognosis of TC. Results The level of METTL3
mRNA in the TC group was higher than that in the control group, and the level of ALKBH5 mRNA in the TC
group was lower than that in the control group (P<0.05). The proportion of TNM stage Il and lymph node
metastasis in the METTL3 high expression group was higher than that in the low expression group, and the
proportion of TNM stage Il and lymph node metastasis in the ALKBH5 low expression group was higher than
that in the high expression group (P<0.05). The expression level of METTL3 mRNA and ALKBH5 mRNA in
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TC tissues was negatively correlated (r=-0.589, P<0.05). The five-year overall survival rate of the METTL3

high expression group was lower than that of the METTL3 low expression group, and the five-year overall

survival rate of the ALKBHS5 low expression group was lower than that of the ALKBHS5 high expression group,

and the differences were statistically significant (P<0.05). TNM stage Il , lymph node metastasis, high

expression of METTLS3 and low expression of ALKBH5 were independent risk factors affecting the prognosis of
TC (P<0.05). Conclusion The high expression of METTL3 and the low expression of ALKBHS5 in TC can be

used as independent prognostic factors for TC patients.
[KEY WORDS]

R iR 98 (thyroid carcinoma, TC) J2& 2 455 75
K WAREIE , 2ot 8 TC L2 B r =A%, K4y
2% W) 1 & HEAE LB RN AR BRI, R 5 TC
IR R R 2 A BT TC BIBIG o NO-H IR
(N6-methyladenosine, m6A ) 42 M . 3/ % mRNA
FEE A BIE A, moA B E—Fhzhas
Y AT S RAEA , FE R AEAE 3T AR R 2L 1L
1 6 M, HILFEFLEEAE 3 (methyltransferase
like 3, METTL3) \METTLI4 11 15 40 jo 983 1-4% 4
A 3 A 2 B moA WL RS 5 Y) . METTL3
FIRZ R TIE FE moA B ILAL B BAs | 3%
B 52 mRNA Y £2 e 7 B F 5 2040 M 2
REJCIE . B 9% & L, METTL3 /K F-78 B J v Tt
1o, TR R O A MG A R R 2B RE
alkB [i] & % 5 (alkB homolog 5, ALKBH5 ) J& m6A
LHIELAEE 22—, 55 moA Bl #2 , HAETR
&M H B mRNA ZKCE B AR T IE 5 B 4141,
5 54 R TR AR B RE ) S AAHE . BT
METTL3 Fl ALKBH5 #3578 TC " F5E 850 o At
GO T A R IE 5 TC Il S B K A AR ¢
W TC iz W LB ia et 5%

1 ABSHE

1.1 — ek

PEHL 2014 4F 3 H % 2015 4F 9 J THb mt BUKE
P B AT BE VA YT B 116 1] TC B MR 5T X 42, 4k
BB F AR 0 2R A (TC 241) Mg 55
PR (REJEEZHZT 2 em LB SRR, BT AT s ¥4
RIGHEIIZ W2 R TC™, Hh 5 50 fl , & 66

Thyroid carcinoma; Methyltransferase like 3; AlkB homolog 5

B, A1 (52.96£10.76) % . HAAFRHE : OARHTAR L
AT SR =AY @B SR JE XA
WA, [ S INA IR ; G R 78k 725
HEBR AR UE - O 4 f 4y F R iRy L& @/ I
PR3 MR i S AR 2 5 DB H T L L AE
FCR R S0 s @A N Bl AR ) R R i AR 3
AT LA BRI B B B2 0y Sttt

1.2 Wk

1.2.1 Kl METTL3 mRNA ,ALKBH5 mRNA ik
K-

JUA% R IR RNA $2 U & (5855 : YT9197, b
YR A R A F) BB A B ER A 2 R
RNA, {ifi FH i % s 10 & (675 . KL266 , 1 i3 5 ]
AR A RS 7D K AL 2 rp SRR B RNA L
¥ 13 cDNA ., X ] qRT-PCR X (25 : 7700,
2% [# Applied Biosystems /A F] ) X} METTL3 mRNA .
ALKBH5 mRNA Fl1142 GAPDH W47 15, Ui 4¢
1 95C i 2% 1 5 min; 95C 30 s, 58 30 s, 72C
30 s, 40 ME . I MRS METTL3 mRNA |
ALKBH5 mRNA [P A %} & 35 a5t i 48 22 2L 277 3
B3 I YE . B RS B T AR T
R A R A F B I A . W1,

1.2.2 [V

M TC B#F F ARG HRTT , T ARG AT 3 45
3AABEYI 1R, Z a5 6 ARV K, FERED
TN AT S A2 A, LA SE T Bl Bl 5 K
2 2020 4F 9 HAENRETIZA 8 .

1.3 Geit=orir
fii F SPSS 25.0 4t it 1 4 #F 47 B4 4e 3t 41

x1 5l¥F3
Table 1 Primer sequence
e 1Em 514 5-3' K51 53!
METTL3 mRNA CAAGCTGCACTTCAGACGAA GCTTGGCGTGTGGTCTTT
ALKBH5 mRNA GCTTCAGGGTATGGGAGTTG TTCCAGGATCTGAGTGGATAGA
GAPDH AGAGAGCAGGCTCATTGTG GCAGGCCAGGGATCGAATGAT
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Bro tHEERL(xxs) Fom (T EIEED),
PRI s TF BB L n (%) £, R 2 K58
% Jl Pearson % # 17 TC 4041 v METTL3 mRNA .
ALKBHS5 mRNA 25 #H A% 434 ; DL Kaplan-Meier
BT 0 M METTL3 \ALKBHS5 3k 5 5 HAEN
SRR R B OC R 5 L P<0.05 4 22 5 A 4i i

2 &R

2.1 W4l METTL3 mRNA . ALKBH5 mRNA 7K F-
R

TC #H METTL3 mRNA /K ¥ & F X B8 41,
ALKBH5 mRNA 7KK TF X IR, 22 3590 Gi i+
B (P<0.05), WF2,
2.2 TC 414! METTL3 mRNA .ALKBH5 mRNA 3
IR AT 5 it R BRAFAE YOG 5

ANIA] METTL3 \ALKBHS5 33K B8 A5 0% (PR
Jibge KN L, 22 |/ B4 it % B L (P>0.05) ;
METTL3 & 365 413 TNM T kB 455655 1
W 5 TR F2 354 , ALKBHS 5. 3235 20 TNM 113
W55 Ll v T i Rk 4, 22 R A Gt
B (P<0.05), W3,

&3 TCALR METTL3 mRNA ALKBH5 mRNA Rik K F
SiaKREFERXER (v+s)
Table 3 Relationship between the expression levels of
METTL3 mRNA and ALKBH5 mRNA in TC tissues and

clinicopathological features (x+s)

215 n METTL3 mRNA ALKBH5 mRNA
X B 116 1.03+0.22 0.99+0.26
TC 41 116 2.62+0.27 0.480.21
1 24,284 16.435
PiE 0.000 0.000

2.3 TCZHZH" METTL3 mRNA 5 ALKBH5 mRNA
FIRIKF- I AE G

TC 4H4H v METTL3 mRNA 5 ALKBH5 mRNA
Pk B A (r==0.589, P=0.000 )
2.4 TC f## Kaplan-Meier = 17437

AN TC B4 5 4 A7 93 ], 5B T 23 il .
METTLS3 75 3235 41 TLAE BVAEAE RN 67.80% , ik T
METTL3 X 354 1Y 92.98% , 22 34 G i1 2F 2
(Log-rank x’=11.540, P=0.001) ; ALKBH5 ik %541
FAE P S A AE 2R R 70.00% , A% T ALKBHS 15 363k
) 91.07% , 22 55 A G it 2 B X (Log-rank y’=
8.090,P=0.005). UL 1,

100 100 e —— ]
T

S8 3 80 s
% 60 60
& &
o 40 i & 40 RSN
X == METTL3 # #3541 ES -+ ALKBH5 i %3k 41
oo -« METTLS £ % 15401 s 20 = ALKBHS5 @ # ik 4l

i
0 10 20 30 40 50 60 0 10 20 30 40

FRBUEAFRS () FRBUELFRE ()
1 METTL3.ALKBH5 RiZS5HF N B EFEHXR
Figure 1 Relationship between the expression of METTL3

50 60

and ALKBHS5 and 5-year overall survival rate

25 HHZENZHZE Cox [FIH3HT

AR ZE Cox M 4h R B/ , TNM 4330 Y 96k
EL 457 55 e METTLS3 {5 3¢5 \ALKBHS5 IR I8 & 52
i TC FiJa PG R: R & (P<0.05) ., £ Z Cox [Fl1H
AT A A R, TNM 40 39 T3 ok B2 45 55 %
METTL3 {5 %15 \ALKBH5 {3 35 /& 52 TC 5
B 7 B R R K (P<0.05) . WL 4.

3 it

TC S W N 43 b , 4t L B4R 204 55
TN TC, &BR%PE & %N 10.2/10 77, BN

%2 W4 METTL3 mRNA ALKBH5 mRNA 7K EL2%s [n(%) ]
Table 2 Comparison of METTL3 mRNA and ALKBH5 mRNA levels between the two groups [1n(%) ]

. METTL3 METTLS3 . ALKBH5 ALKBH5 .
1165 B 427 . . R o
s R Rk (n=50) A (=5 X P raeiion (nme0) migiki(n=se) Y P
% =55 64 30(46.88 34(53. . .
G % (46.83) (3313) [ oos o3q  22(4833) 35(6250) ) ooy (105
<55 % 52 29(55.77) 23(44.23) 31(59.62) 21(40.38)
5 ] 66 37(56.06 29(43.94 39(59.09 27(40.91
e ik ( ) (_ ) 1.656 0.198 ( ) ( ) 3.328  0.068
B 50 22(44.00) 28(56.00) 21(42.00) 29(58.00)
TNM 434 IB 63 23(36.51 40(63.49 22(34.92 41(65.08
2 ( ) ( ) 11.368 0.001 ( ) ( ) 15.592  0.000
I 53 36(67.92) 17(32.08) 38(71.70) 15(28.30)
JibgEE Ko/ (em) <2 69 29(42.03) 40(57.97) 31(44.93) 38(55.07)
2~4 28 17(60.71) 11(39.29) 5.585 0.061 15(53.57) 13(46.43) 4.984  0.083
>4 19 13(68.42) 6(31.58) 14(73.68) 5(26.32)
RS A I 64 40(62.50 24(38.50 43(67.19 21(32.81
LR i ( ) ( ) 6.001 0.014 ( ) ( ) 13.672  0.000
i 52 19(36.54) 33(63.46) 17(32.69) 35(67.31)
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Table 4 Multivariate Cox regression analysis of prognostic factors of TC

PAISES Bii SEfH Wald{8 HR{E  95% CI P{i Bfi SE{i Wald{i HR{H 95% CI P4

AEWE (=55 % vs <55 %) 0.311 0.601 0268 1.365 0.420~4.433 0.605

PR (L vs B 0.323 0522 0.383  1.384 0.498~3.850 0.534

MR/ (<4 cmvs >4 em) 0593 0575 1.065 1.810 0.586~5.587 0.302
TNM 23 (T B vs 1) 1.214 0489 6.164 3.367 1.291~8.780 0.013 1.069 0441 5878 2913 1.227~6.913 0.015
WKL ZEFERS (O vs 7)) 1.100  0.338 10.597 3.005 1.549~5.828 0.001 1.081 0.398 7.379 2948 1.351~6.431 0.006
METTL3 ({£ ik vs B #3K5)  0.839 0301  7.769 2314 1.283~4.174 0.005 0.877 0.326 7.246 2105 1.269~4.556 0.007
ALKBH5(E ik vs £2235)  1.360 0595 5226  3.897 1.214~12.508 0.022 1.283 0.573 5.013 3.607 1.173~11.089 0.025
3.0/10 777, TC W) 2 R 28R HUR R L S R R K5, 80l I i A2, IR0 1 ik 240

(papillary thyroid carcinoma, PTC) , £ /& it 45 5 4l
1) 85% Lk 1™, 7E HE 86 HLAT I R 19 PTC S
W PR AR A ARG L9 30% 1195 51 2 BLEF
SLPEREAR , WA A Y = 1 B R R T R
B, ISR X TC AN FBiA TC HAT B2 X,

METTL3 J& —F 4y 1 ) 70 KDa i 85 1,
A ZE R AL B0 B L EE RS BTG R R A
gERY I, BFSE K, METTL3 W] VL5 METTLI14 L)
1:1 BG4S A I8 BURR R 1 5 o — 34k, 2 31 1)
RNA JEWMIVER , 21k moA MTE R ™ . A B
FERIN, B HUE  FLIRE T METTL3 K7 18, {2
T Jr I A0 1 5, 55 e i RN oAk R
KA A G, T 5 R R R TS AN R
Wang 5558 G , TC #E )& H METTL3 #357KF
HEAE, SEEASRTUGH L. ARG RE
/N, TC B H 42t METTL3 mRNA ik /K- B
T TR R4, H METTLS (5 3634 24 % TNM
T bk B 25 2 B L o) o TR Rk L, AR AR AT
FARTARRIAY, 5 Wang 55 B8 25 9 — 20, 18
78 METTL3 {5 3235 0l f6 5 TC %P iF J& 2% Y1 M
Ko METTL3 %3k I AT fgid 1 520 TCF1 45 3L A
1 moA H LML #E TC F ™,

ALKBH5 J& AIkB ZK % B 3 Z — , /& N ALK-
BH5 7K -5 5K 520 mRNA 58 G2 P - 52 0 A 5%
BERIA, DT AR A8 Y XU S 7 TR
TR, ALKBHS FRIK KT8 T 8, PR 45 [
S MR R IR IR S R 22 1 , ALKBHS 5 2 ik
IR HR A R A R R 9 B e B AN A R AE ) B
ALKBHS5 193 B 2 3R W B A T R SN g i3 5 3
R R 22NNV, 30 AR IR iy A= AR
SIS R ECE T 45 R I AR AR, #2278 ALKBHS
AR TC W EAR XK. A, ol Be th T 40 i
H1 ALKBHS /K13, 5 2 mRNA 184 55 W1 ) 2

JiE B TR . ANHFIT 25 4R ALKBH5 (8335
AlRES TC kA 55, 1 ALKBHS KRk B H
A AR FAE N B AAE R, 88 ALKBHS 3235 7] B
i L 5200 TC 20 i 142 28 T FL RE T, DT 52 M i
FHHEMARMEANR)E KA A5 H TC 4141
W METTL3 mRNA 5 ALKBH5 mRNA A /K -5
TAHSE, H Cox 01543 H7 & 31, TNM 431 144 itk
EL 457 75 I METTLS3 {53835 \ALKBHS5 (R 3K 25
e TC il J5 () At 7 e b R &, i — 20 3R W METTL3
{5 #¢35 (ALKBHS IR 3R A AT Re A e AR AR, 1
TC BE ARG &AM,

Zi L ik , METTL3 1€ TC 4 41 & 3R ik |
ALKBHS5 1£ TC H4UHIRERIE , 3/ 585 1 TNM
O TE R LS A K AT ) R A A RIS
RIS &A= 5%, nlRE R R iadT TC (RHTH S

S % 3k
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JEER IR ph e 22 R A B K -5 GBS A HUR Y
AT

IH FAE AEE mLmt

(8 ZE] HE RIS 422 5 (e (NFL) K535 22 - R 22 A 1F (GBS) [ TS
FIFHEME . F7ik 2012 4F 2 3 % 2019 4F 6 A TILIRE SN sk K 56 N R IR BEAE BRI I
128 51l GBS R, A B i US4 HB 25 11 TAC S Bk B 28 Jiki 5 W NFL ZKSF , A B I BT 32 iR 432 % L
GBS IAYT  IRITE R BT 1 4F i S 4l R 38 TS , AR T f5 5 0 43 S 5 N R RT3 f5 R 44, >R
Z A % Logistic [1H 43 H7 500 GBS Tl J5 1 5% W Bl & 5 23 il TAERRIE 22 (ROC) Al 55 46 s 45 Vi NEL 7K
SEN YT GBS BE WU TN, &R b AR H #2020 49 7 13 H , 128 #i] & M2k Ui
13 ], e 9 95 1) GBS (3, Hid 40 Fl B 5 HlUS A Ko R A R4, 75 I UG K47 A WS KAl
2R i3 B W NFL 7K FUE A B4 & T U R4 (1=10.947, P<0.001) , TG AS K41 54k GDS 14 5 T
iJE R1T-4H (1=2.496, P=0.019) , A& /K UG A B AT HUS B 4740 (1=4.548, P<0.001) , 2 [N Z 4307
R 2K GDS P43 (OR=1.190) | FELL T H W NIL 7K°F- (OR=1.246) j& GBS B Tl J5 A K 2l 37 il 37 R 2
(P<0.05), ROC M4 @7~ , FELE N HF W NIL U GBS Tif5 1 AUC 24 0.941, 518 SR H fe
GBS Tl 5 As R th ik, WI/E R B GBS U5 A R iR &4 -

[k82iE] MWoLE\EARE; & 2-WHEEAE; DG

Correlation between baseline cerebrospinal fluid neurofilament light chain level and
prognosis in patients with GBS

WANG Li, LI Dongying, ZHOU Jiaxin, LU Wenyu*

(Department of Internal Medicine, The Fifth People’s Hospital of Zhangjiagang City, Suzhou, Jiangsu, China,
215600)

[ABSTRACT] Objective To investigate the correlation between baseline neurofilament light chain
(NfL) levels and the prognosis of patients with Guillain-Barré syndrome (GBS). Methods A total of 128
GBS patients who were hospitalized in the Fifth People’s Hospital of Zhangjiagang City from February 2012 to
June 2019 were selected. The clinicopathological data and NfL levels of the patients were collected at the time
of admission. After admission, all subjects received conventional GBS treatment, and were followed up for 1
year after treatment. The prognosis of the two groups was recorded, and they were divided into a poor progno-
sis group and a good prognosis group according to the prognosis. Multivariate logistic regression was used to
analyze the influencing factors of GBS prognosis ; the working characteristic curve (ROC) was drawn to evalu-
ate the NfL level prediction on the prognosis of GBS patients. Results As of September 13, 2020, the last
follow-up date, 13 of 128 patients were lost to follow-up, and 95 GBS patients were finally included, of
which 40 patients with poor prognosis belonged to the poor prognosis group, and 75 patients with good progno-
sis belonged to the good prognosis group. The baseline cerebrospinal fluid NfL level in the poor prognosis
group was higher than that in the good prognosis group (t=10.947, P<0.001). The baseline GDS score in the
poor prognosis group was higher than that in the good prognosis group (=2.496, P=0.019). The albumin lev-
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el in the poor prognosis group was lower than that in the good prognosis group (7=4.548, P<0.001). Multivari-
ate analysis showed that the baseline GDS score (OR=1.190) and the baseline CSF NfL level (OR=1.246)
were independent factors for poor prognosis of GBS (P<0.05). ROC curve analysis showed that the AUC of

NfL in predicting the prognosis of GBS is 0.941. Conclusion

NfL is highly expressed in patients with poor

prognosis of GBS, which can be used as a marker to predict poor prognosis of GBS.
[KEY WORDS] Neurofilament light chain ; Guillain-Barré syndrome ; Prognosis

2% - [ %5 A 1F (Guillain- Barré syndrome,
GBS) st —F 2 M AR S e A 7 1Y 22 A P pf 2
2895 , B B UL IR AR R R A vi S SR B 0
TRAEHEIE R TR SUSUAN JE A BRI
FEBE T 2~4 J& N T & R Ry 2Pk 2 L IR JE g R
B AT RO A ISR T s R
I7 5 I BB TS AT A A Bl 2 22 7, o0 FR A Hh B
JEANR, s ARG TR L, R R
PO GBS HlG A R G &=, JFMRIGRT 52
Biiih GBS R H Al AR FEF B, A K
T SE T T R A T8 F AR 1 TS AR A
{0 GBS I PR FNGA TR AR 25 SR, S BOHL )
ROBE AT . AR, FEF RS M 41 (SiMoA ) 45
8 RAPH A B 51 AR IR 28 22 55 1 54 (neurofila-
ment light chain, NfL) /& GBS & # /K T o7,
Kortvelyessy 55 & 9Ll ¥ 1 o NFH (197K 73 fin ]
TN i 2978 , W NFL #1455 T GBS P
R R A — T [ PR I Y g e 2R
NfL 7K -5 %5 22 0 Ja A 15 AR DG, (H L 3L 4R 7K
5 R K TS A G, BRI R b A A 5 it
i, ARBFITYA 128 ] GBS i, 3 0E4T 1 AR B
Ui IRVIEZ G E 1 NEL 5 BRI 1A G

1 AR

1.1 IR BR

20 E B e B 2 B I ME S BE L 2012 4F 2 H &
2019 4F 6 H VLA B sk s 8 AR =
B A BTG YT 1Y 128 1] GBS 3%, Hh B 78 i, &
50 4, EHAE IS (53.41£9.12) % o PIAREE : OFF
4 GBS M2 Wil i 85" @A Setmibr e 1 ~ 11
G EBES S QB A , A BRI AT H 53R
J7 s B E N KBS F MRS HEBRbrE
OF I 2 KPR AE | Hof w20 3B 15 PR,
DR G RN AR 7, G R PR B e R
P2 RGN s @A I 7™ 55 T B B A A0 I
B RGING s ORMIEE , RECABEVT & o ARWF5T
2R BEAe PR B AL

1.2 ik

OFTA AL B FE P52 GBS MiRYT T R i fT
TRYT o QILLRINA T NEL ZKOPAG I - SR 4R 5 A B
%i 5 9, f FH SIMOA Nf-light i £ 7E SR-X i f%
43 T {L SIMOA (Quanterix Corp, Boston, Massa-
chusetts, USA) 1, 3 18 32 17 1 72 SR ok 356 g HEC
G JZE W R o3 BT R4 T SR I AV NEL K-
1.3 WMEFEHR

TR A BE I ISR SR I R TR, GG AR 1
P51 BMI & R E, 77 BRS04, wld fE ik, B AR
B AZE R IRIT TR . QTR E KA TR B
28 B W NFL K OF AR AR b L A TRk A 4
@ 2 &I 41 : GBS 5 ¥ i % 17 43 (GBS Disability
Score, GDS) ™™, B3 1~5 43, 4Bk =5 F 3% T RE s
T8 ™ 5 BT 3697 5 B 3 A H AT — R Bl 1
(G T2 RE ), BV 14 il sk A TS o
B T AR 4 UK 307 ) 58 9F 43 (Hughes functional
grading scale , HFS) " A TPFMY : 553 0~6 43,0 43
(IEH R ) , 1 43 CRR il 285 IR SRR | R 65 B
£, 24 (e T EE/ 5 m, (HEEWAE),3 4
(REBTEA BT as B TSN FATE 5 m) 441
(EMAK) , 5 73 (F5 HUAGE < BB <) L 6 43 (BETS) o
V=3 AU A R, PEH5r<3 7 R TiE R
1.4 GEitepab s

& SPSS 20.0 et 3k A X 88 #4710 b, it
TR (x £5) RoR R ¢ R e 5 THESORER
n (%) Femm R 2 K, S5 GRME FH B R 56 5
Z N2 43 H7 R Logistic [FIH 7R, 22 TAERY
fiE 2% (ROC) Ak 3 2k NEL /K V-7l GBS £ 1l
Ja BHNAME, L P<0.05 Fm 225 A 5012 .

2 R
2.1 Bl

BUE AR EE DT H 3 2020 4£ 9 A 13 H , 128 14
BE I Ui 13 6], S & 90 A 95 ] GBS 3,
Horr a0 f] B 38 BUE A RO TS A R 4L, 75 615
KA A TS B4 .
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2.2 HUBHA — MR
i 5 A B4 K4k GDS 14> i THi s BLAF4H
HE HAKCHE TG B4, 23R S Fa &

(P<0.05) , HAxBE R} He B 22 5 g it 2 8 L (P>

0.05), W1,

F1 MABEFE-RABLER [Gzxs),n(%) ]
Table 1 Comparison of general information of the two

groups of patients [ (x+s),n(%) ]

% i PR BB 2t pin
(L) 55.78+9.74 51.24+10.33 1.828 0.077
TS (B 1) 58737 28/12 44/31 1431  0.232
fyﬁiggygiﬁ* 3.520  0.061
=3d 26(65.00)  35(46.67)
<3d 14(35.00)  40(53.33)
H2k GDS 143 (43) 2.86+£0.74  2.31x0.62 2496 0.019
CIEIEREE 1.342  0.247
H 24(60.00)  53(70.67)
T 16(40.00)  22(29.33)
FULGENRIN
Tc 7 12(30.00) 21(28.00) 0.051 0.821
TSR 10(25.00)  23(30.67)  0.409 0.522
TC I+ 5w 11(55.00) 38(50.66) 0.196 0.658

WL B v ML B 12(30.00)
I s L B 14(35.00)

20(26.67)  0.144  0.704
23(30.66) 0.224  0.636

LA T 6(15.00)  8(10.67) 0458 0.498

LRy IR 6(15.00)  7(9.33) 0835 0.361

SIE A PRI 8(20.00) 10(13.33) 0.878 0.349

HEAL /PR Ty g B i 8(20.00) 12(16.00)  0.291 0.590
Fi A PR Y

P A% S BH T 2(5.00)  8(10.67) 1055 0.304

F I 8 18(45.00) 43(57.33) 1593 0.207
BT R 0212 0.832

PEEREH 12(30.00)  21(28.00)

PR+ PR 22(55.00)  42(56.00)

fﬁfgg%ﬁﬁ H 6(15.00)  12(16.00)

i 2 1 (/L) 0.83+0.21  0.78x0.25 0907 0.371
Ak dE bR

H#EH (gL) 39.98+4.27 45.344.33  4.548 <0.001

BRA M (g/L) 20.83+5.74 27.34+5.63 1.731  0.094

WILEF (wmol/L) 70.53+10.25 71.22+13.29 0.250  0.804

JRZ % (mmol/L.) 5.83£1.05 570x1.19 0478 0.636

2.3 PHZLH A LM I NIL 7K L

F 2 A W NFL KO- B JS R R 41K (87.70+
8.36)ng/L = T Wi K441 (69.79+8.29)ng/L, 2 5+
At X (P<0.05)
2.4 GBS B35 KU 9 T 3 2 2 A

Z N E 431 s 52k GDS 143 (OR=1.190) .
FLLE IR T NFL 7KSF- (OR=1.246) J2&: GBS Hi A K il
Je PSS IR . W3 2,

£2 ZBHEZELogistic S LR

Table 2 Multi-factor Logistic analysis results

FHEFE bR BiE  S.EH Wald{i OR{H 95% CI P{H
H GDS TS 0.174  0.064  7.371  1.190 1.049~1.348 0.007

LR R .
NIL K T 0220 0.053 17.281 1.246 0.123~1.382 0.000
EEE! -0.182 0.095 3.655 0.834 0.692~1.005 0.056

T -13.937 5516 6.383

2.5 NfL i GBS H# A K 1S 5
FLER A NFL K- 100 GBS B3 s HOR%
i T A4 GDS 1140 (P<0.05) ., W 3. F 1,

#®3 NILFH GBS B&E S HIRAE
Table 3 The efficacy of NfL in predicting the prognosis of

GBS patients
_ R R
Wtk Auc BUEE RRIE e o5q o
(%) (%)
FLLR A NFL 0941 9750  84.00 77.75 0.881~0.976
H2k GDS 14> 0.865 76.00  85.00 242  0.789~0.922

100 |

80 ik GDS 14y
ST R NIL KT
60

40

HHUEAE (%)

20 H

0 20 40 60 80 100
PR (%)

1 EZfNE & NIL K FFifll GBS BEFUSHI ROC #iZk
Figure 1 ROC curve of NfL predicting the prognosis of
GBS patients
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Effect of enteral nutritional support in the treatment of children with severe pulmonary

infection and sepsis

CHEN Chen, WANG Qi, SU Jun, CUI Lidan, JIN Zhipeng*

( Children’s Hospital Affiliated to Zhengzhou University/Zhengzhou Children’s Hospital/Henan Children’s
Hospital PICU, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To explore the application of enteral nutrition support in children with
severe pulmonary infection and sepsis and its effect on serum total protein (TP), albumin (ALB), prealbumin
(PA) and intestinal mucosal barrier. Methods 120 children with severe pulmonary infection complicated with
sepsis who were treated in Henan Children’s Hospital from January 2015 to January 2020 were selected and
divided into the experimental group (n=61) and the control group (n=59) by random number table method. The
control group received delayed enteral nutrition treatment, the experimental group received early enteral
nutrition support treatment. The changes of TP, ALB, PA, intestinal fatty acid binding protein (IFABP) ,
diamine oxidase (DAO) , inflammatory factors, intestinal microflora and the occurrence of intolerance were
compared between the two groups. Results After treatment, serum TP, ALB and PA levels in the
experimental group and the control group increased with time, and the experimental group was higher than in

the control group, the difference was statistically significant (1=6.503,6.909,5.494, P<0.05). After treatment,
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IFABP and DAO levels in the experimental group and the control group decreased over time, and the
experimental group was lower than the control group, the difference was statistically significant (r=23.124,
5.181, P<0.05). After treatment, the levels of PCT, CRP, IL-6 and TNF-« in the experimental group and
control group decreased with time, and the levels in the experimental group were lower than those in the control
group, the difference was statistically significant (#=9.116, 7.429, 18.449, 9.209, P<0.05). After treatment,
the levels of bifidobacterium and Lactobacillus acidophilus in the experimental group and the control group
increased over time, and the levels in the experimental group were higher than those in the control group, with
statistical significance (1=5.612, 7.809, P<0.05). The intolerance of the two groups was mainly abdominal
distension, diarrhea, vomiting and gastric retention. The total intolerance rate between the two groups was
compared, and the difference was statistically significant (¥°=9.347, P<0.05). Conclusion Early enteral

nutritional support has a certain therapeutic effect in children with severe pulmonary infection complicated with

sepsis, which may be related to the improvement of serum TP, ALB, PA and intestinal mucosal barrier.

[KEY WORDS]

Proalbumin; Intestinal mucosal barrier
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Efficacy of Guizhi Fuling Pills combined with western medicine in the treatment of
PCOS and its regulatory effect on PI3K/AKT/mTOR pathway

LI Jiannan'*, YU Fengying', SHEN Huanhuan®’, ZHANG Li*

[Guangwai Hospital, Xicheng District, Beijing (Guangwai Hospital for Geriatrics, Xicheng District,
Beijing), Beijing, China, 100055 ]

[ABSTRACT] Objective To study the efficacy of Guizhi Fuling pill combined with western medicine
in the treatment of polycystic ovary syndrome (PCOS) and its regulation on PI3K/Akt/mTOR pathway.
Methods 92 patients with PCOS were randomly divided into the observation group and the control group.
Both groups were treated with western medicine to adjust menstrual cycle and metabolism. The observation
group was additionally given Guizhi Fuling pills. Both groups were treated for 6 menstrual cycles. Then the
curative effect was evaluated, B-ultrasound was used to monitor the ovulation and ovarian volume, the levels of
fasting blood glucose (FBG), fasting insulin (FNS) , luteinizing hormone (LH) , follicle stimulating hormone
(FSH), testosterone (T), the expression levels of p-PI3K, p-AKT and p-mTOR were detected, and the index
of insulin resistance HOMA - IR was calculated. Results The total effective rate and ovulation rate in the
observation group were higher than those in the control group (%°=5.232, P<0.05). After treatment, the levels
of FBG, FINS, HOMA-IR, LH, FSH and T in the two groups were lower than those before treatment, and the
expression levels of p-PI3K, p-AKT and p-mTOR were higher than those before treatment (P<0.05). The levels
of FBG, fins, HOMA-IR, LH, FSH and T in the observation group were lower than those in the control group,
and the expression levels of p-PI3K, p-AKT and p-mTOR in the observation group were higher than those in the

control group (P<0.05). Conclusion Guizhi Fuling pills combined with western medicine in the treatment of
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PCOS can improve the curative effect, promote ovulation, and regulate the level of sex hormone and insulin

resistance. The activation of PI3K/Akt/mTOR pathway may be the related molecular mechanism.
[KEY WORDS] PCOS; Guizhi Fuling pill; Insulin resistance ; PI3K/Akt/mTOR pathway
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O RIEAFESERE RHEH Q6 IR H
RIS e IR I 8 2k K P50 55 D 4 IR 00
QXTI FE T 25 W3 B ek A7 AR 2R e o S ok A G
TERRIE : OFERFFT IR Ui B s @FE iR YT i 72
rv DRLHC Al 2 5 7 AT AR Y s @A R VR IR T
M o AT R BEAC B2 B S
1.2 SrdJrk

i I HL B30 20 B 8 3 43 O WL 5% 2H RN R R
gl , BELH 4% 46 B . WLESZH K- (33.51+6.51) %,
PCOS Ji 5 (14 3.32+0.62) 4F , 1R Fi & F5 50 (BMI)
(28.85+5.41 ) kg/m’, W 5% 3 72 v )l o S i 7% 3 41
Xof FE 2H 4F 44 - 14 (33.94+6.28) %, PCOS Yk 5 - 14
(3.41£0.71)4F /R B i 454 (BMI) (28.44+5.73 ) kg/

m’, BFFE I AR T AR BB T 2 . PR SR — B
B A, 25 ST F R L (P>0.05) .
1.3 RIT A

PO ZH f8 3 8 2 IR AR p A T A 0 X A
H &I A SR . T ] 2 I an
T A5 5 d IR T DU MERE SR P 221 2,035
mg/K 1K/ GESE MR 21 d 4525 )5 18 H 2ok
555 d FRIRYT s EARRAR ik an R < R R — H UMK
F0.5 g3 IRH CH R ESRRYT 6 1 H & i1
WER 2] BB TE LR AT B JE Al Lo A EERL AR 25 AL
6 g/ 2/H AR, ESLRIT 6 ™ H &M,

1.4 JPROFM ik

BIT A 6 1 B 2 IR(24 A%l 105 A4 R
T ERI2YT 7 2 GRAT O ) P IR, Rk A 4
JABIR 2 E 8 IR HEON MR AR AR IE R, A AL
A G FEAR G TE 5 A HEI AL PR
RIGVRBORIT AT , TR TCIEH H 4 51 |
TCHEDN PR BE . B ER=
[ (S B B+ AT 8051550 ) 1 55 BB 1% 100%
1.5 B/

BT, T H LR 10 KR B H K
ORI, U B A2 <10 mm  BERS 3 d W 17K, 10~
15 mm . BFFE 2 d W 1%, 15~18 mm  BEFE 1 d W
1R, =18 mm B R WL 1R, B 3 W5 3 #
YUY ELAR R /N 5 mm DL CHIT A HEDE 115 HE O
=HE G 5 15508 8 W E<100% . BT
HISAGI7 5 6 A I, 23 512k I BB G I XL B
HIRH,

1.6 IMLIEFRFRAI

TRIT R SIRYT IS 6 A H B HEAT VG P ARk
O3 59 R B 2 R K ML 3~5 mL, § B 30 min J5 &
41 B I , 2R A 2 T o Ho i 0 A6 ) 8 4 A ol
Z(LH) . U 30 3% & (FSH) | %20 (T) B &
(FINS) 7K, 1153 5 R AL 16 £ HOMA-IR=
[ FBG (mmol/L)XFINS (mU/L) ]/22.5"',

1.7 AN G FrAs

TBIT AT MIRYT )G 6 4 H i b4 A & 38 A5 A
W, 4350 R B 25 16 I & Bk 1l 3~5 mL, R FH Ficoll %
JEE T B B 000 A S AN B I PR R AL, B 024 5
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cm FE 3 3 000 g B 8] 10 min, 1A 40 i 2267 Wi 3
AN i A A% AR B A B A AR R S
A 20 g B 1 REAS 78 3R D9 M IO B 458 e v a2F 47 F
K EAR ST RENEN, BER R MR %R
T JE A 5% Wil 4 W 2= B 4] 1 h, TS 7E p-PI3K
—H(1:1 000) ,p-AKT —$i (1:1 000) ,p-mTOR
—$0(1:1000) } B-actin —HL (1:5 000) 1 4CHEH
R TR E T H(1:2 000) PEEBFE 1 h,
I e, PR R 2T 2 R A SIS LR R G5, >R FH
b2 ROk B R AR B B 2501, LA B-actin A NS
1144 p-PI3K .p-AKT .p-mTOR YA 7K -,
1.8 Hiilsfabs

K H SPSS 22.0 i A7 e vt2# b 3L 11505
B (%) FRos SR YR . s PR (R +5)
Fon K K, P<0.05 WESHG T #E L,

2 #HR

2.1 P HBAIRITRURA g
RIFIG 6 AN H I, LB B 3 G TT A AR
XTI, 22 R A G L(P<0.05), WLE 1,

®1 FMEBEFRTHRMOLE (2(%)]
Table 1 Comparison of treatment effects between the two

groups [1n(%) |

215 n W A Toak B
PR =S4 | 43 24 16 3 40(93.02)
X RE 2 44, 21 12 11 33(75.00)

71 5.232

P 0.022

2.2 PHALEEIRITHTG B A NI HE IR 5 S o
LN AES R
TBITHI 6 i ISR LE H A BOHE SR R 1% R
H, TG FE L (P<0.05) s RYTHT, 2 4L HE Y
XU BP SARFR L8, 22 R TG L (P>0.05) ;
TRIT I 61 H I ULER 4 A A S B SR B8 /N T
XL, 25 A G L (P<0.05) . W32,
2.3 WAL E IR TG NI MR K B g
IRYTET, 2 4B E M IS LH . FSH . T /K L
B, EF G L (P>0.05) s 1397 5 6 S A I,
WL 2H 5 1 IILTE LH  FSH LT 7K AR T-%F FR4H
ZRAGIFE L (P<0.05), WLFE3,
2.4 WAL IR IS P R ARPUARR L gg
TBIT T, 2 41 % 1 FBG . FINS .HOMA-IR 7K
T, 22 5 RS L (P>0.05) 53697 )5 6 1

F2 WHEBERITEIG B BN HEIPER R I EERE
EEE (v £5)
Table 2 Comparison of ovulation and ovarian volume
monitored by B-ultrasound before and after treatment between

the two groups (x#s)

S MR (o) 4+ DB AL IR (o)
2] 5 ) 258
AR n WVE T R Wl TR

WL 43 201/256  9.41+0.95 6.37+0.77 9.52+0.98 6.45+0.83
X PR 44 182/260 9.49+1.02 7.81+0.93 9.70+1.05 7.79+0.94
2t 4.889 0.378 7.857 0.839 7.042
P1a 0.027 0.706 0.000 0.404 0.000

®3 PMEABFARTIELEERRKFENLEE (rzs)
Table 3 Comparison of serum sex hormone levels between

the two groups before and after treatment (x +s)

415 n  LH(U/L) FSH(UL) T(ng/dL)
WL JRTT R 43 1247+1.58  4.92+0.62 81.94+11.34
BT 43 7.04+0.85  3.89+0.52  44.31%7.82
& 14.582 11.039 16.482
PiE 0.000 0.000 0.000
X B2 IR R 44 12.88+1.84 4.96+0.71 82.44+12.09
BT e 44, 8.85%1.25" 4.31+0.44° 58.74+8.45"
& 10.039 8.382 9.597
P1H 0.000 0.000 0.000

T AR L, *P<0.05,

FIE, W4 5B 3 i) FBG . FINS \HOMA-IR 7K *F- )%
TR R FEAR (P<0.05) 5 WLEE4H 34 1Y FBG . FINS |
HOMA-IR /KA T %41 (P<0.05) . W34,

x4 MABFLRTAERBRRMNEENILER
Table 4 Comparison of insulin resistance between the two

groups before and after treatment

2151 n FBG(mmol/L) FINS(mU/L) HOMA-IR
. (fﬁﬁ? 43 6.81£0.98 16.03+2.44  4.85+0.84
VWIFRE 43 5.60%0.55 6.03£0.94  1.50+0.34

X 7.371 15.832 18.713

P{H 0.000 0.000 0.000

SR JRITTT 44 6.7720.95 15.51+2.32  4.67+0.73
TTUOIYE 44 6.04x0.77 8.94+1.57"  2.40+0.55°
Zic 3.752 12.834 14.723

P{H 0.001 0.000 0.000

S MEAL LR, P<0.05,

2.5 P B IR YT AT S A I PIBK/AKT/mTOR
1 % 1Y LA

G YT HT, 2 4 B A AP i p-PI3K | p-AKT |
p-mTOR WA K- LhAL , 22 % g it 2 L (P>
0.05) ; 3797 5 6 4~ A I, Wi 4 5 & A1 A I p-PI3K
p-AKT . p-mTOR 25KV 286 97 1 T (P<
0.05) H 4] 8  H1 A IfiL p-PI3K .p-AKT ,p-mTOR
FR TR K T3 R 2 (P<0.05) . TLEE 5.



© 200 - ATEW SR ARG 202342 A

H1s5E B2 T Mol Diagn Ther, February 2023, Vol. 15 No. 2

x5 WHEEETEIFSMNE M p-PI3K . p-AKT.p-mTOR
RIZKFRILLE (x£5)
Table 5 Comparison of the expression levels of p-pi3k,
p-Akt and p-mTOR in peripheral blood between the two

groups before and after treatment (x+s)

A n WA p-PI3K p-AKT p-mTOR

WEEA 43 RIFHT 0.23£0.07 0.36+0.06 0.48+0.06
43 WRIFIE 045+0.08"  0.54+0.08°  0.72+0.10°
il 17.831 13.011 13.185
P{H 0.000 0.000 0.000

XRA] 44 JBIFHI 0.2520.05 0.300.04 0.45+0.07
44 RITIE S 0.84x0.12°  0.72+0.12°  1.27+0.16°
il 24.582 19.392 21.364
P 0.000 0.000 0.000

o SMEA L, P<0.05,

3 iit

PCOS J& & W W L MEARZ2 ()% W, R £
IR RERE B S R AP S MR E . B AT
PCOS 1) & i HLI A 58 4 I A, AHSC A I A R I 5
RIRPUAEBE 0 & B R AR, S R4t
T R ) £ 9 B 2RI RE AN (S e iR R Q) L 5 R A
JHE B 2 A, A BE A 0 S LH RS G L BELAS R 9 &
B BN ARG I R 2 PP R B
SRR 45 A Bk A BOF S 80 T KOF
Fh, M S SRR XN 2T S
1 IR T B AT PCOS 1Y - B A 45 4 1%
J5 AL 0 2 AR T A 2 R AR HE DD
G ARBEST RO AR A E

VT LEAE R 2507 6T PCOS B (E 52 31| oA b
LR, R TR EC A &b AR
“PA ARSI WE P BRI AILAE T PO LA U A v
17 BRI AEAE T NIRRT, & 2R T B0 50
“HRPELI LR A A PCOS RTFR R “ il Hh i
5 2 SE I E ", IR YT N TG Ak 08 A2 A ) e
(B W ) AR RS L FE AL R 98 1R FH AL
S AR REMS IR S B LA AT P Bk
ZARHR AR FIKZ 030 B RTEER RS JLAY I R
N FHYE R L4% PCOS \ZE I RAEFIR IR 455 I 75IE
B N 2438 I R ST R T RERRZS ALIAYY PCOS
RERE VAT MR s 9 AT BRI IR SEAE RS L
350035 PCOS K R HESR i 1 JB 5 k™
{RIZ 250 LR et VR o ol = I RAFF S8R -

R 4 AR K R 25 ALIG JT PCOS K LAY A 304
S 45 B R PISK/AKT/mTOR {5 538 P2 FE kL
PRZS AL EAC3E HE B B A5 1 9 5 2R HRHT IR AH OC 4 T AL

il PI3BK/AKT/mTOR 3 24K N A S 19 %
SRS EEEEZ — PGS TR
IR Wl R Ak BE S TR U I 5 2 IE W R4
SEBGON AR IE R R S B U, S,
B 45 v i PIBK/AKT/mTOR i 4 i 1 45 WOkz 40 il
3G EE Ok B H AR HEVE R . H iR
Btk AT 5 311 S A A AR 25 AL TG PISK/AKT/mTOR 3
L 5% 25 o0 HE O R A SRR S IR IR YT
WEW G . ABESERT PCOS 410 1 iZ (s 5
B ) 43 T A2k KA T TR, 25 5 B il
FERAR 2 ILIGYT I 8 % p-PI3K .p-AKT .p-mTOR [
FEIRK 45, R WA 4G PISK/AKT/mTOR i 4 1]
RESEAA RS LK ¥ PCOS WGP IME B9 7 T WL

L5 TR RERLIR B AL A VE R 2 YR YT
PCOS BEE i 367 & A EHEB 877 M K7
Ko [ 5 2P, BLTE PIBK/AKT/mTOR i % A] B J&
55 2 M 5 F AL

5% STk
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HB-EGF.HDACS3 B4y LP-PLA2 K 56 % 4556 .UV
A PCHIBYY B VAL 7 H

Fa BAE B

(8 =] BH OWIFEZEMEELAE KN T (HB-EGFE) 41 M 2 2B LEE 3 (HDAC3) BRI 4E
A OG5 AR B A2 (LP-PLA2) A6 il XJ 2 4 5 .00 95 S8 35 26 K e R Bl kA A (PCL) 1697 L5 I 1A 4
FiE BEE2020 4F 5 H 2 2021 4F 5 7 IR TS LN R B BEERIA Y 02 (2 A St o FR A BB AT
PCLIAYT , BT 12 0 H R IAIT 5 &7 & A O A R F 4 (MACE) B 4 50 0 MACE 40 (n=27) FilFlE
MACE 4 (n=65) , f#i | Logistic M/ 4347 . # PCI AR J5 &4 MACE Hfa s [ % , i 5 HB-EGF .LP-PLA2
HDAC3 % PCI R J5 & 4= MACE T h (. 55 MACE 41 5 4 MACE 41 ) LP-PLA2 ,HDAC3 .
HB-EGF /Kt 22 7 A Gt % & L (P<0.05) . £ JT Logistic 171543 #7145 5 7% , 1l 7 HB-EGF &
LP-PLA2 . HDAC3 7K 56009 i PCLR 1 4F N & £ MACE AU ST fE RS R 25 (P<0.05) o K35 ROC 2k
A%, HB-EGF .LP-PLA2 B£ HDAC3 Kl PCTAR 5 %2 MACE [SUg s AvkE 514051100 0.862 F10.769; AUC=
0.859(95% CI:0.761~0.926) , B i = F HB - EGF,LP-PLA2 HDAC3 Bt 1l (P<0.05) ., #4518 HB-EGF,
HDACS3 B4 LP-PLA2 Rl AT .00 £ 3 PCTFUS A PEAR AR B 3, nTE A 0 MACE (%) 8 245

[%%i7] HB-EGF; HDAC3; LP-PLA2; SZAET.C06

Effect of HB-EGF, HDAC3 combined with LP-PLLA2 detection on the prognosis of PCI
treatment in elderly patients with coronary heart disease

CHANG Xiangfei*, FENG Long, YING Yuanyuan

(Department of Laboratory Medicine, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China,
450006 )

[ABSTRACT] Objective To analyze the effects of Heparin-binding epidermal growth factor (HB -
EGF), histone deacetylase (HDAC3) combined with lipoprotein-associated phospholipase A2(LP-PLA2)detec-
tion on the prognosis of elderly patients with coronary heart disease after percutaneous coronary intervention
(PCI). Methods A total of 92 elderly patients with coronary heart disease received by Zhengzhou Seventh
People’s Hospital from May 2020 to May 2021 were selected. All patients underwent PCI treatment and were fol-
lowed up for 12 months. According to whether adverse cardiovascular events (MACE) occurred after treatment,
Patients were divided into MACE group (n=27) and non-MACE group (n=65). Logistic regression was used to
analyze the risk factors of MACE after PCI, and the predictive value of HB-EGF, LP-PLA2 and HDAC3 on
MACE after PCI was recorded. Results There were statistically significant differences in the levels of LP-
PLA2, HDAC3, and HB-EGF between the MACE group and the non-MACE group (P<0.05). Multivariate Lo-
gistic regression analysis showed that serum HB-EGF, LP-PLA2 and HDACS3 levels were independent risk fac-
tors for MACE in patients with coronary heart disease within 1 year after PCI (P<0.05). According to the ROC
curve, the sensitivity and specificity of HB-EGF, LP-PLA2 combined with HDAC3 in detecting MACE after
PCI were 0.862 and 0.768, respectively, and AUC=0.859 (95% CI: 0.761-0.926) , which were significantly
higher than those of HB-EGF, LP-PLA2 and HDACS3 detection alone (P<0.05). Conclusion The detection of

H AR A A E A L R (LHGJ20201138)
Ve A5 AN T 5 B AR E BRARTRAL, T, #190 450006
*BASAEH K, E-mail changxiangfei2022@163.com

%
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HB-EGF, HDAC3 combined with LP-PLA2 plays a significant role in evaluating the prognosis of PCI in

elderly patients with coronary heart disease, and can be used as an important basis for predicting MACE.
[KEY WORDS] HB-EGF; HDAC3; LP-PLA2; Elderly coronary heart disease

g9 SR I R B AL B LA 0, 2 T oed
AR PR, B AYO BB o IR b 2R
28 Kz 56 3R 3l ik /- A (Percutaneous coronary inter-
vention, PCI) y&J7 , T # 7 IR 2 kA s, ol 3 i i
FEE AR AR AR R 2 IR R T e O e R B
i R L, PCLIE R MLy ka8 3 A I pe = 1Yy
55 00, H A 58 4238 Bk T 350U 3l ko R A 1 32
PR, BETEAT PCUARJEA AT RE & AR O SR 55
FEO M A R =4 (major adverse cardiac event,
MACE) . it S84 | A=y PR 46 0 X6 580 g 1) Tt
JEAEH H 2332 80560, Iy s B 5 i e A
SRS RS A MR B A K (Heparin-
binding epidermal growth factor, HB-EGF) J& T JZ
M AR A 7, 5 I LS AR UG . D
(RIS L I YA RS PRI s Y S i
&, 4% A2 C WL 3 (histone deacetylase,
HDAC3) HAT IR N J2 RAEMIVERT, = 5 3 Ik ok i
WAk KA . BREE AR G B AR B A2 (lipoprotein-
associated phospholipase A2, LP-PLA2) &= % iy I
G o3 0, 2 LGS R BN AR AR AR
43 BT HB-EGF \HDACS3 Ik 73 LP-PLA2 £l Xf 2 4F
b U BB PCIRYT TS W PPASE T fiRBE 4T o

1 #ABEFEE

1.1 — sk

PEHL 2020 4E 5 H % 2021 4E 5 7 M T 45
£ R EE B4R 1) 92 B AT 56 Lo £ 35 Rt 5 %
%, BET PCLIRYTY MV 12 4 H i iRI7 5
=75 &4 MACE, ¥ 3 4% 8 MACE 4 (n=27) FlI
4 MACE 41 (n=65) ., MACE 419 5 15 i , &£ 12
] 5 S B4R R (67.12+2.14) % 5 I MACE 11 5 38
W), 2 27 ) ; SE A A (68.94+2.94) % PHZH R
— MR L 2 RIS 0 L (P>0.05) , A 1]
Fote o A AARHE : OFF & (& Bk 3k AR
YA EE ) G PCL IR AR 1IE s @242 % 55 1M 43
$>40% ; @)% 1 0 kL2 3 s IS 5Kk AL LG | O
P RS 05 25 o HEBR bk v - (DA 0 LR BB 95 o £
H QM E RN EE QO VR
W R . AN IE 4 e R A A PR B At

TR WK E O E G =
1.2 ik

I Fa bR I« P 2408 5 B TE iSRRI
#i K I 5 mL, A7 2.0 0B (73 3 000 r/min,
10 min, Z.0242 8 ecm) , BE [ B4 B ML . SR
4 B 8 HT AL ORI B A BR A A,
BB U 20212220399 ) Kzl g I [ B (total choles-
terol, TC) . =t H i (triacylglycerol, TG ) | /5 % i g
#5 M AH [# f5 (High Density Lipoprotein Cholesterol ,
HDL-C ) F{I% % J& 5 45 H1 1B [ % (low density lipo-
protein cholesterol , LDL-C) . & F i X fie %2 W Fff
2 A% ] LP-PLA2 . HDAC3 & HB-EGF /K %, H
A A0 T 7™ et TREAIE 1R)  BA H A EA T
1.3 Sit=Enhik

fii FH SPSS 18.0 Gt #1581t /A, 1 &
FH G £s) R, I ¢ kg s THECRORHE H n (%)
R, H K R £ T Logistic 17114 43 #1 PCI
RJG % H: MACE (&K R % ; 201328 3 T/EE:
fiE 12k (ROC) 43 #f LP-PLA2 . HDAC3 . HB-EGF X%}
PCI AR5 %4 MACE W TN, IF 35 th 4 T i
FL(AUC) , ¥ILL P<0.05 HZESFA G2 E L.

2 #R

2.1 PCIARJG k4= MACE B &K K 243 bt
2.1.1 PCIARJG %k MACE f K R 7 Hr

MACE # 5 4F MACE 20 /9 PE 51 4 1% L W
ST S0 T e R R IR OB PR L IR
IMi.%E & &% TC . TG .HDL-C .LDL-C I3 2 R L4
it 3 X (P>0.05) . MACE 4 5 4F MACE 4 1Y
LP-PLA2 . HDAC3 .HB-EGF /K V- 4% 2% 5 B A 4t
P L (P<0.05), W1,
2.1.2 PCIARJG &4 MACE W) £ [H £ 437

%€ Logistic A/ 45 5 7 |, 1L 75 HB-EGF
J¢ LP-PLA2 HDAC3 7K~ V-J2& 5 Lo £ PCLG 14F
P& MACE [T a2 (P<0.05) . 362 .3,
2.2 HB-EGF.LP-PLA2 HDAC3 %f PCI R J5 % 4=
MACE ) 4

ROC [l & 7] 11 , HB - EGF. LP - PLA2 W &
HDACS3 il PCI R J5 & 4= MACE 1 #Ug% B kg
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®1 PCORBEEMACEHEEESH [(x£s),n(%) ]
Table 1 univariate analysis of mace after PCI
[(x£s),n(%)]

4E MACE 4

MACE ¢ . -

M= (n=27)Ji (n=63) "M P

B () 15/12 38/27 0.066 0.797
() 62.12+2.14 61.94+2.94  0.288 0.774

Wz S0 st (1)) 14(51.85) 29(44.62) 0401 0.526
R S (f) 11(40.74) 23(35.38)  0.235 0.628
> 3 E v S (f]) 7(25.93) 16(24.62)  0.018 0.895
e I (451]) 20(74.07) 42(64.62)  0.777 0.378
R (1)) 6(22.22) 14(21.54)  0.005 0.942
=1 IR ILAE (f4]) 9(33.33) 16(24.62)  0.733  0.392
TC (mmol/L) 4.22+1.24 3.97+1.64  0.711 0.479
TG (mmol/L ) 1.81+0.62 1.69+0.76  0.726  0.470
HDL-C(mmol/L)  1.12+0.23 0.97+0.83  0.922 0.359
LDL-C (mmol/L) 2.82+0.89 2.51+0.71 1.767  0.081

LP-PLA2(pg/L)
HDAC3(mg/L)
HB-EGF(ng/L)

241.61+86.57 201.57+64.28 2.448 0.016
3.91+0.12 2.84+0.87 6.346  <0.001
257.41+32.57  196.38+25.17 9.688 <0.001

x2 TEWE

Table 2 variable assignment

(EES A5 it
X, LP-PLA2 S
X, HDAC3 SCE
X, HB-EGF S
X, MACE o=AKKEkA 1=Kkt

®3 REMACE#MEARMNE EE Logistic @RS 1T
Table 3 multi factor Logistic regression analysis of

influencing factors of mace

HE TR bR Wald{  OR(95% CDH P

LP-PLA2  0.006 0.003  9.824 1.005(0.724~1.421) 0.013
HDAC3 5.729 1.864  8.157 0.003(0.000~0.143) 0.003
HB-EGF  0.651 0.174  16.528 1.827(1.316~2.424) <0.001

5 JE B 75 T HB-EGF \LP-PLA2 . HDAC3 i
M (P<0.05), WFE4. K1,
% 4 HB-EGF.LP-PLA2 .HDAC3 3} PCI RJ5%& & MACE
BT A9
Table 4 predictive value of HB-EGF, Lp-PLA2 and
HDACS3 for mace after PCI

T A 7 AUC 95% CI HURIE RS R
HB-EGF 0.779  0.660~0.898  0.660  0.528
LP-PLA2 0.795  0.687~0.903  0.745  0.623
HDAC3 0.781  0.683~0.879  0.681  0.585
HB-EGF ,LP-PLA2
14 HDACS 0.859  0.761~0.926  0.862  0.769
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Figure 1 ROC curve
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Application value of HPV E6/E7 mRNA and HPV DNA detection in cervical lesion screening
LIU Hongli', LIU Zhirong®, ZHAO Shufang®, WU Nan®*

(1. Department of Gynecological Oncology, The First Affiliated Hospital of Bengbu Medical College,
Bengbu, Anhui, China, 233000; 2. Anhui Clinical and Preclinical Key Laboratory of Respiratory Disease,
Molecular Diagnosis Center, the First Affiliated Hospital of Bengbu Medical College, Bengbu, Anhui,
China, 233000)

[ABSTRACT] Objective To evaluate the reference value of HPV E6/E7 mRNA and HPV DNA
detection in cervical lesion screening. Methods From October 2019 to December 2021, 1 637 cervical
exfoliated cytology samples were collected from the personnel who underwent cervical lesion screening in the
First Affiliated Hospital of Bengbu Medical College. Cervical liquid-based cytology testing (TCT), HPV-E6/E7-
mRNA and HPV-DNA testing were performed sequentially. Based on the results of TCT diagnosis, the patients
with cervical lesions were divided into <30, 31~, 41~, 51~, and =61 groups according to age. According to
the TBS classification standard, patients with cervical lesions were divided into NILM group, ASC-US group,
LSIL group, ASC-H group, and HSIL group. The chi-square test was used to analyze the auxiliary value of HPV-
E6/E7-mRNA and HPV-DNA detection in the screening and diagnosis of cervical lesions. Results In patients

with cervical lesions of different age groups, the detection rate of HPV - E6/E7 - mRNA tended to increase
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compared with HPV-DNA, and the difference was not statistically significant (P>0.05). The positive detection
rate of HPV-E6/E7-mRNA in NILM group was significantly lower than that of HPV-DNA, and the difference
was statistically significant (x°=100.453, P<0.05). In ASC-US, LSIL, ASC-H, and HSIL groups, the positive
detection rate of HPV-E6/E7-mRNA was higher than that of HPV-DNA, and the difference was not statistically

significant (P>0.05). The sensitivity, specificity, positive predictive value and negative predictive value of
HPV-E6/E7-mRNA detection were significantly higher than that of HPV-DNA, the difference was statistically
significant (P<0.05). Conclusion Both HPV-E6/E7-mRNA and HPV-DNA detection have certain application

value in the screening of cervical lesions, but the reference value of HPV-E6/E7-mRNA detection is higher.
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Table 1 Comparison of HPV-E6/E7 mRNA and HPV-DNA Detection Results of Cervical Lesions in Different Ages [(n(%)]

AR AN HPV-E6/E7-mRNA HPV-DNA ,
(%) " Bt Tt Bt it a P
<304 19 4(21.1) 15(78.9) 5(26.3) 14(73.7) 0.146 0.703
31~40 41 63 11(17.5) 52(82.5) 15(23.8) 48(76.2) 0.775 0.379
41~50 £ 77 12(15.6) 65(84.4) 18(23.4) 59(76.6) 1.490 0.222
51~60 2 43 6(14.0) 37(86.0) 10(23.3) 33(76.7) 1.229 0.268
=61 4H 14 3(21.4) 11(78.6) 5(35.7) 9(64.3) 0.700 0.403

®2 BEHFRETHAS HPV-E6/E7-mRNA (HPV-DNA PR H R A HE XM [(2(%) ]
Table 2 Correlation analysis of the cervical lesion grade and the positive detection rate of HPV-E6/E7-mRNA and HPV-DNA

(n(%) ]
, HPV-E6/E7-mRNA HPV-DNA )

TeT ol " BT T T T £ P
NILM H 1421 1086(76.4) 335(23.6) 836(58.8) 585(41.2) 100.453 <0.001
ASC-US A 64 16(25.0) 48(75.0) 23(35.9) 41(64.1) 1.807 0.179
LSIL 4H 116 14(12.1) 102(87.9) 17(14.7) 99(85.3) 0.335 0.563
ASC-H 2 20 3(15.0) 17(85.0) 6(30.0) 14(70.0) 1.290 0.256
HSIL 2 16 3(18.8) 13(81.2) 7(43.8) 9(56.2) 2.327 0.127

%3 HPV-E6/E7-mRNA #1 HPV-DNA #6341 B Hm TS & F M ER LLE
Table 3 Comparison of the reference values of the HPV-E6/E7-mRNA and HPV-DNA tests for the diagnosis of cervical lesions

e REE (%) FRE%) WEFE(%)

RIZH(%)

FAPETOE (%) TN (%) SRR G (%)

HPV E6/E7 mRNA 83.3(180/216) 76.4(1 086/1 421) 16.7(36/216) 23.6(335/1 421) 35.0(180/515) 96.8(1 086/ 1122) 77.3(1 266/1 637)

HPV DNA 75.5(163/216) 58.8(836/1 421) 24.5(53/216) 41.2(585/1 421) 21.8(163/748) 94.0(836/839) 61.0(999/1637)
paith 4.090 100.453 4.090 100.453 26.702 8.889 102.127
P{H 0.043 <0.001 0.043 <0.001 <0.001 0.003 <0.001
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& B 3z DA Be 2 A vh i 28 (NIHSS) AL BE I 124 K Y Rankin 336 (mRS) IPAL #£48 R 450 5
REMBUGEN . E8 B RG4251 6, W5 AN R4 176 6], AR 2ER FT3 g 5 O I
X NTHSS 43 8% B PVH 43 4% 25 5 B Gt 2408 L (P<0.05) o 2R Cox HL il RUBS AR 2 73 A, 4
4 FT3 NIHSS 1752 5% Wi £ 325 FUS i fE B IR 22 (P<0.05) . FT3 F 2 M i 26 v 155 i 48 F 1 AR (AUC)
4 0.915, RELE K 0.928, FE57 1 0.887. AR A e i L35 FT3 7K 1% DU 4»pr Fout 3 5474341, Q1.Q2.
Q3 Ko Q4 B p P NG S H A AR ONTHSS P43 PVH 43¢ s BRALC U5 v XU 8 Pl A 22 52 LA
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(0~243=0,3~6 73=1)E R AR T4 A Cox [n1EAE RS b if i FT3 KF-4b F X, 5 Q2, Q3 M LbE: , FT3 1Y
SIOEEUX ] (QU) Y R (AR I d T 57, 25 53 LA B4 38 X (P<0.05) 5 7EAS IE KUK R 3R A A I FE s, H
MFZH (Q2,Q3) Ffw i MU/ Ak (Q4) 4 B F M 22 R IES T4 L (P>0.05) . &5t ABER g FT3 &
PEA 2R A o I R T™ B RE T RELS R ABET R A 338z — , LTS M (B a5 U — 25T
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Relationship between free triiodothyronine and prognosis of acute stroke

LIU Beiyan'*, LI Lin®, CUI Huanxi’, BAI Liwei'

(1. Department of Endocrinology, the First Affiliated Hospital of Xinxiang Medical College - Henan Key Labo-
ratory of Nerve Repair, Xinxiang, Henan, China, 453100; 2. Department of Neurology, the First Affiliated
Hospital of Xinxiang Medical College - Henan Key Laboratory of Nerve Repair, Xinxiang, Henan, China,
453100; 3. Department of Neurointerventional, the First Affiliated Hospital of Xinxiang Medical College -
Henan Key Laboratory of Nerve Repair, Xinxiang, Henan, China, 453100)

[ABSTRACT] Objective To explore the relationship between serum thyroid hormone concentration
with clinical characteristics and functional outcomes in patients with acute stroke. Methods Retrospectively
enrolled 427 acute stroke patients admitted to the First Affiliated Hospital of Xinxiang Medical College from
June 2018 to June 2021, Serum thyroid-stimulating hormone (TSH), free triiodothyronine (FT3) and free thy-
roxine (FT4) were assessed upon admission, used the National Institutes of Health Stroke Scale (NIHSS) on
admission and the modified Rankin Scale (mRS) on discharge to assess the severity of the nervous system and
prognosis. Results There were 251 cases in the good prognosis group and 176 cases in the poor prognosis
group, there were significant differences in age, gender, FT3, blood lipid, atrial fibrillation, cardiogenic
stroke, NIHSS score, blood sugar and PVH grade between the two groups (P<0.05). The Cox proportional haz-

ards model was used to analyze, and age, FT3 and NIHSS score were the risk factors affecting prognosis (P<

EAB 1Al g E AR AR (A 2R3 ) R B (LHGJ20190463 ) ; 7 da 4 B 54434 o8 34 4+ ] (B84 3432 ) R B (LHGJ20190440)
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2HGEFRAE—MBEERANZNF-ThHEWEIELELERE, T, # % 453100
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0.05). The area under the curve (AUC) of FT3 in predicting the prognosis of acute stroke was 0.915, the sensi-
tivity was 0.928, and the specificity was 0.887. Patients were grouped according to the quartiles of serum FT3
levels at admission, and there were statistically significant differences in gender, dyslipidemia frequency, age,
NIHSS score, PVH grade, atrial fibrillation and cardiogenic stroke subtype among Q1, Q2, Q3 and Q4 patients
(P<0.05). Taking the patients whose serum FT3 level was in the highest quartile (Q4) interval as a reference,
the prognosis during the follow-up period (0-2 points=0, 3-6 points=1) was included in the Cox regression mod-
el as the dependent variable, the serum FT3 level was at the lowest, and the frequency of patients in the FT3
quartile interval (Q1) was significantly higher compared with Q2 and Q3, and the difference was statistically
significant (P<0.05) ; after adjusting for risk factors and comorbidities, the other two group (Q2, Q3) had no
statistical significance compared with the highest quartile (Q4) group (P>0.05). Conclusion Serum FT3 on

admission is one of the effective indicators to evaluate clinical severity, functional outcome and mortality after

acute stroke, and its prognostic value and potential therapeutic utility deserve further study in future studies.

[KEY WORDS] Acute ischemic stroke ; Thyroid hormone ; Free triiodothyronine ; Stroke outcome
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Table 1 Factors associated with discharge outcomes in

patients with acute stroke [ (x+s),n(%) ]

fis RYr  BURAR

e (m=251)  (n=176) XM P
A (%) 69.2+9.8 79.5+12.6  9.490 0.001

B 188(75.0) 101(57.3)

Lk 63(25.0) 75(42.7) 14:508 0.001
FT3(pg/mL) 2.71+0.71 2.14+0.54 8982 0.001
FT4(ng/dL) 1.23+0.34 1.19£0.13 1486 0138
TSH(mIU/L) 2.28+1.42 256+1.57  4.397 0.055

= I 192(76.4) 125(71.0)  1.619 0.203
LA S 123(49.0) 63(35.8)  7.341 0.006

s B 64(25.5) 85(48.3)  23.667 0.001
1% (mg/dL) 123.6+41.9  146.1%£56.9  4.705 0.001
Tl i 0 PO 9 31(12.4) 23(13.1) 0.048 0.826

EiLipAL 101(40.2) 55(31.3) 3.605 0.057

WA S e s 67(23.1) 54(30.7)  0.810 0.367
LR R 63(26.7) 78(44.3)  17.277 0.001
ABEH} NIHSS #¥43 3.1+0.8 9.8+2.1 46.025 0.001
F ki S r-tPA 11(4.4) 13(7.4) 1.759 0.128
PVH 43%% 1.1+0.6 2.1x1.4 10.076 0.001

2.2 IiLiE FT3 5 B35 s 1A G

K Cox Lt 1] AU A5 8 43 A7, 4F % L FT3 .
NIHSS ¥ 45 42 5% Wi & 35 15 ) fa B & (P<
0.05), W2,
2.3 FT3 X 2t A i i s 4 700 A

FT3 T 20 A A< v 38 h 26 F 1 AL (AUC )
0915, REE R 0.928, 45 7 % 0.887., WK 1,
2.4 U FT3 AU B2 e i BB I RAFAE

R4 A BE IS} I3 FT3 7K 19 DU 437 B0k £ 2
HAT4r 20, Q1.Q2.Q3 K Q4 /3 i 1 L M g 5
R AR ONIHSS P74 \PVH 230 2% . 5 8 F 0
P b KO Y L 3 22 S BAA i ih 2 L (P<
0.05), W3,

x2 ARWBZERBNEFH Cox EIF5HHT

Table 2 Cox regression analysis of predictors of adverse outcomes

A5 BIE FrifE 22 P! RR i 95% CI PH

AR >80 % 0.058 0.016 6.826 4.12 2.11~8.56 0.001
HpE 0.166 0.017 1.351 1.27 0.89~2.61 0.506
FT3<2.30(pg/mL) 0.082 0.034 8.135 2.92 1.64~5.32 0.001
Mg S5 2.514 0.571 0.624 0.90 0.54~1.92 0.629

iz Bl 1.611 0.731 0.887 0.93 0.51~2.11 0.613

M BE>124(mg/dL) 1.333 0.534 3.459 3.25 1.89~5.94 0.001
JihAm 0.863 0.417 0.513 0.82 0.47~1.73 0.714

WEAE St I A e 1.128 0.421 8.724 1.89 1.01~3.57 0.037
ORI S A 0.885 0.374 0.671 0.95 0.43~1.96 0.628
B} NIHSS #453=8 43 1.125 0.746 9.254 12.9 6.98~25.7 0.001
FPKTE ST r-tPA 2.087 0.412 0.439 0.85 0.41~1.85 0.682
PVH %=1l 1.068 0.157 1.027 1.31 0.74~2.65 0.474
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Figure 1  Analysis of the predictive value of FT3 on the

prognosis of acute stroke
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DY 4357 501X [B) (Q1 ) oy FR 28 B4 A % B I B vy, 22
S H A G X (P<0.05) ; TER I XK P25
A IFIE R, Hofl 6 4 (Q2, Q3) 5 d5 v U 43 7 %X
(Q4) 4 B H M 22 7 RG24 8 L (P>0.05) .
WL 4.
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Table 3  Clinical characteristics of patients grouped according to the quartile of FT3 level [ (x+s),n(%) ]

H Q1(n=109) Q2(n=106) Q3(n=108) Q4(n=104) i P
(L) 79.9+9.7 74.4+11.5 73.0+11.2 66.2+11.2 28.31 0.001
Bk 47(43.1) 64(60.3) 72(66.7) 81(77.9) 98,601 0.001

Tk 62(56.8) 42(39.7) 36(33.3) 23(22.1)
FT3(pg/mL) 1.71+0.42 2.34+0.11 2.71+0.12 3.18+0.15 719.43 0.001
FT4(ng/dL) 1.200.23 1.22+0.28 1.22+0.21 1.23+0.29 0.26 0.821
TSH(mIU/L) 2.91+1.76 2.49+1.56 2.31+1.08 1.86+0.88 10.72 0.597
= INES 75(68.8) 79(74.5) 82(75.9) 81(77.8) 2.569 0.462
1N 5 & 31(284) 52(49.1) 50(48.0) 53(50.9) 14.084 0.002
s Bl 51(46.8) 38(35.8) 34(31.5) 26(25.0) 11.866 0.007
1L 4# (mg/dL ) 138.6+52.6 134.1+49.7 128.1+45.2 130.6+47.1 0.94 0.514
S AL 0 D 9 12(11.0) 15(14.2) 13(12.0) 14(13.5) 0.580 0.900
A 39(35.7) 37(34.9) 38(35.1) 42(40.4) 0.897 0.825
WE A 2 2 v s 14(12.8) 13(12.3) 15(13.8) 9(8.7) 1.553 0.670
oY R 49(45.0) 36(34.0) 27(25.0) 29(27.9) 11.442 0.001
ABiBf NIHSS $F4) 12.5+2.4 4.2+1.0 3.1+0.7 3.6+0.8 1075.93 0.001
kA 4 r-tPA 7(6.4) 6(5.6) 6(5.6) 6(5.8) 0.89 0.993
PVH 7% 2.1+0.8 1.1+0.2 1.2+0.3 1.8+0.5 96.21 0.001

T4 FT3MEASMAHETARLERBHTRNEZESH

Table 4 Predictors of FT3 quartile for adverse outcomes

RELIE K IE &

B1E HR(95% CDH{E P{E PBfHE HR(95% CI){H P{E
Q1 1.763 9.17(4.96~22.51) 0.001 2.134 2.85(1.44~6.31) 0.011
Q2 0.311 2.58(1.31~5.94) 0.015 0.428 1.31(0.79~2.68) 0.453
Q3 0.394 1.38(0.81~2.72) 0.401 0.257 1.19(0.64~2.43) 0.588
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M TE B FESR 1 A 1E 972 19 EB 995 3 & 4 L iy
697 3594

EHAM OEM M 7ER FEE ORIE KEE

[ Z] BH FiHmvEEm S H A(SAA) X EB i E: (EBV ) &4 L 212 Wi i Ik TR 2 X,
Fik  HEEC20194F 1 A ) 12 AAERZT L EBEIHIZ N 972 41 EBV B 1 L AE R 2804, I [F 1k
$5 200 151 Bt HLA A £ ARG L BEAE o % BR 2, 76 EBV JB6s JL 5 A B 5 i1 23 T 0 e I o, 23 59066 0 4
1. SAA .CRP I EBV-DNA. /341 SAA .CRP 7E EBV JE#t JL 3 S fdt B xif B 26 v 1) & 18784k, LA B2 EBV JE&
PLEHIRFEE S SAA ALY, B8  EBVEYLJLEH A SAA K CRP /K- 2% 5 Tl
MR (Z=-16.01 . -11.18) , 22 35 G5 1124 3% L (P<0.05) ; EBV J&L JL 5 2H 1Yy SAA 4 FAME 2R (71.7% ) B
5 T CRP Y BHME R (39.8% ) (#=200.4) , 22 53 A G il2: 3 L (P<0.05) ; EBV (K45 & 41 JL# Y SAA ¥k J%
BT e (Z=-2.46) , Z A G775 L (P<0.05) . 4538 78 EBV B2 W SAA A SURSMEEAL
T CRP, SAA WA I AT LAVE A2 W ) LEE IR YL EBV 1) — B2 bR

[X#i7] EBMT; MR E A; BEC RNEN; R

Clinical application of serum amyloid A in 972 children with Epstein-Barr virus infection
WANG Xinying', WANG Peng®, XU Wei', WAN Jiyun’, JI Yingying', ZHANG Zhijun', ZHAO Shuping'*
(1. Department of Laboratory Medicine, Tai’ an City Central Hospital, Tai’ an, Shandong, China, 271000;
2. Department of Laboratory medicine, Licheng People’s Hospital, Jinan, Shandong, China, 250000; 3. De-
partment of Gastroenterology Surgery , Tai’an City Central Hospital , Tai’an, Shandong, China, 271000)

[ABSTRACT] Objective To explore the clinical value of serum amyloid A (SAA )in the diagnosis of
Epstein-Barr virus (EBV )infected children. Methods A total of 972 children with EBV infection diagnosed in
Tai’an Central Hospital from January to December 2019 were selected as the experimental group, and 200 ran-
domly selected healthy children were selected as the control group. Fasting venous blood was drawn from EBV-
infected children after admission, and whole blood SAA, CRP and EBV-DNA were detected. The content
changes of SAA and CRP in EBV-infected children and healthy controls, as well as the trend of viral load and
SAA concentration in EBV-infected children were analyzed. Results The levels of SAA and CRP in EBV in-
fected children were significantly higher than those in the healthy controls (Z=—16.01 ,—11.18) , and the differ-
ence was statistically significant (P<0.05). The positive rate of SAA in EBV infected children (71.7% ) was
higher than that of CRP (39.8% ) (4*=200.4) , the difference was statistically significant (P<0.05). The SAA
concentration of children in the EBV low load group was higher than that in the high load group (Z=-2.46) ,
and the difference was statistically significant (P<0.05). Conclusion The sensitivity of SAA in the diagnosis
of EBV infection is better than that of CRP, and the detection of SAA can be used as an important indicator
for the diagnosis of EBV infection in children.

[KEY WORDS] EBV; Serum amyloid A ; C-reactive protein; Viral load

KA B LT R A AT H TR SR A4EAR R B (17DZ1930300)
V5.1 AT PO ERARA, LA, &% 271000

2. F -l MR AR ERARA, L&, Fd 250000

3. RET RS ER R BINME, LA, &% 271000
*iBAEAEH AR B F, E-mail : dezhshp@126.com



NTEWiER Tl 20234E2 4 ¥5154% 4524 T Mol Diagn Ther, February 2023, Vol. 15 No. 2 - 215 -

LI JE ) FE 5 H A (serum amyloid A, SAA)
R HENRENZIEREARG, )R THS
VERFERR A WRTIRY BT, 2 RS
IEFAEON , A M 0y & mAR D MR —Fh &
PEWA RN BT, S HUAR KA R E IR be g Bl
2H 245105 55 19 N OIS BE, SAA IR TE 5~6 /)
i PR T EBV R — R LAY S y- Y
R IRTE , AR AR T 90% , i 75 ] {2 28
B i 2 400 M T 9bk 2 40 R NKC 40, 2 — ol 35 i
JAVEWRE , 5 2 MOk e S5 e 1Y K A B YDA
KL I H EBV JE YL AR AN [R] Hiy X BH 1 238 FH 9
fIEA Br A TE . 1 EB %4 7 (Epstein-Barr virus,
EBV ) B L L4 I SAA BYAS I Az AS ) 2% 5 20
T SAA B LR HiGE . ACHIF ST I X EBV B
e JL#E SAA K CRP /K- B A6 I K A [m] 28 £ 41 v
SAA H K I e B2 10 728 AR LL L, ¥R SAA 1 EBV
JEY L EE I R 2 S

1 BREFE

1.1 BORbRIK

PEH 2019 41 H £ 2019 412 H R LT P
L BEBEAI12 8 EBV B L3 972 ], Hrb B 3
578 %, i 59.5% , e # 3944, i 40.5% , FJAE
(4.26x4.15) % o BEALHH ) 44K £t B )L 22 Sk o 1R
2q , 3t 200 41, Hoh 5 # 116 B, 1 58% , 4 3 84
B, 5 42% ,V-H4FE 1 (4.07£3.06) % .

EBV JE Yt 1) JL 94 A bR fE < Il R 3 & 34
N AT NN 3 N S 8 236D N i )
F%¢ ) 7 1 PCR A 8 L& ik 1 3% ' EBV-DNA
B . HEBRBRUE . 5 JF EBV ISR 240 I ik
NS N (R N LT e N R e S P S v N S
ol gk & PR e E B0 Bl Ek FE e IR RE OB R e
W U LA 0 P i e A R e ) R L HE
bR o ABFRIEAR NH W AR &, &l

AR R A=

1.2 ik

7E EBV B e JLEE 41 A B J5 il B 2 15 1) i ik
I, 43 )G 0 4 1fi. SAA . CRP 1 EBV-DNA, {3
X HEEH [ 7 il L &z . v HH Ottoman 4 H 3
R A 1T BB AR BT A SR FH R L34 5 B 88 L e
Fe AR SAA K CRP, i FH 19 577 2 i B35 A
W 2545 BRON R AE P21 - SAA K CRP 5E B A6
F& o SAAIEHZHWHH 0~10 mg/L, FHYERRIE

H>10 mg/L ., CRP iEH% Z %L [F J 0~9 mg/L,
PEARE R >9 mg/L ., #F 972 ] EBV /&Yt JL# /1Y
G 7 2k B UL & B P A2 % 6.96%10° TU/mL g 5t
ST BB OL A3 AR B 2R 2 RN (R e A
21, B 2H 4% 486 1l

FH#E 7 1 PCR K I 1l 9% 1 1) EBV-DNA %k
i, EBV A% R ko 500 60 1 1 v Ll R 2 ik 2 R
JRE07 A BIR 2 ) 44450 ol W 5 15 B R AR A B
FH BT 458 b R BH M 22 152 228 0, {88 Oy 5 3 i PCR
P14 ViiATDX .
1.3 Gitortr

K FH SPSS 23 B 47550 7347 5 IR IE 28 4
AT i ORI B LR ) e A 5, 25 R DL (R +5)
FR I A 434 0T BORN R A Mann-Whitney
U A6 56 e 4 (8] 25 57, 25 5% DA rp s 50 0 4313 4
) B 3% 5 T BT R L n (%) e, R 246565 LA
P0.05 225 A 801 E X

2 #R
2.1 EBV EYs L 5 e T R ZH 11 PR VR A

P L BIF 5% % 2 ) — e o k) be g, 22 57 o s it
22V (P>0.05), WHEI,

R 1 BREBV SR RA—MIERE B
[Grxs),n(%) ]
Table 1 Comparison of general clinical data between EBV

infected group and healthy control group [ (x+s),n(%) ]

) \ 51

il n AEWE i 7
EBVEYLZH 972 4.26%4.15  578(59.5)  394(40.5)
EFEXTIRZE 200 4.07+3.06  116(58.0) 84.(42.0)

18 0.31 0.15

P{H 0.76 0.70

2.2 EBVJEYtJL# SAA  CRP ¥ 546 1 45 5 5 4
FREXT R ZH ) g

W2 JLE 1Y SAA K2 CRP /K F- 4%, EBV Ji
4> f B X B4, 22 7 A G it 2 B X (P<0.05) ;
EBV &Y JLEE 1Y SAA [ FHYE R >CRP 119 BH 1 %
ERAGIFE L (P0.05), L2 .3,
2.3 EBV & KR4 LE R SAA R A4
R

EBV 5 R # a4 LT 19 SAA ¥R BE R I 45
i, e d>mRad, 2R E8IEE X
(P<0.05), W54,
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&2 EBVRERIILEHSEEILEASAACRPIRELE
[(M(P25,P75) ]
Table 2 Comparison of SAA and CRP concentration
between EBV infected children and healthy children
[M(P25,P75) ]

il n SAA ¥ % (mg/L)  CRP¥JE (mg/L)

EBV &4l 972 35.43(6.59,145.66)
fEFEXT IR 200 3.11(1.82,4.94) 2.40(1.02,4.65)
718 -16.01 -11.18

P 0.00 0.00

6.58(2.63,19.6)

%3 EBVELILEAR SAA 5 CRPPEMERLLE (n(%) ]
Table 3 Comparison of positive rates of SAA and CRP in
children with EBV infection [1(%) ]

LsallEER 7N FH A Bk
SAA 697(71.7) 275(28.3)
CRP 387(39.8) 585(60.2)
71 200.4
P1H 0.00

F4 EBV 5.REEAILEN SAARERE RILE
[M(P25,P75) ]
Table 4 Comparison of SAA concentration between low
load group and high load group [ M(P25,P75) ]

215 n SAA ¥ (mg/L)
a4 486 44.50(7.39,171.17)
[oE 5wl 486 28.45(6.09,116.06)
VAL -2.46
P 0.01
3 i

1P AN E K5 & EBV 2 & A1 L
HEI A, L5 (7 P R R G LR UL I B
PRSI 2 — O R PR RS W & G &
B SAAVEN —Fh R EW , FEVF 2N T &
AT T R R R R M SR B Y 2 B LA
T B R E Fn R S e . H ATTE EBV 2 L EE I
W B AR EBV 28 i 41 ARG I SAA Y FE A5 Eb 4%
LD TEAR W IE 45 R iR, EBV gL
JLEE W SAA MR EE T = BH = Fat e X IR A, e 2
RPFUGIESE T SAA AIAE BRI W 1) — > 2R
Fro A HWFE & BLAME I EBV-DNA #5502 1V 5%
B G PRS2 (8] 1) F- At EBV-DNA #iig 5
A JE I S5 O AR A A A DG R
el G Ity N LR 5 S 8t 7K OF- Pl EBV-DNA %K £ 384 i
I Tk > A IE 45 SR & 8L, EBV ik = 41
SAA W T a4, W% BBV J 5 4k i 19 1
2 SAA VR ACTA Bk, He4h R ] fig S A4

YL EBV Ji 230 H A WA I < AR S 2 A
K, TAMA2ZE AR R RS EBY R LN 2
FROR ] SR GRS, R HLR g% R G & =R
[F) Py B2 A A S g > o FR s SAA Fmi il LA
YE8 EBV HUHA IR YL (1) — A T 24845

CRP J& — 2 M A S 88 1, 2 ALK TE B
BCRASTT H 40 A5 1, S ALK 52 21 98 0
SR H K THE ™ I H B &)z N F iR
VRS RAEFEE o ARSI A58 45 . /R , EBV Ji e
() JLEE SAA J CRP (¥ B B f /55 T fit R X iR 4
{HJ2 SAA 1 PHM: B % T CRP MY BHM R, i Uk
$E7R 7 EBV R YL 12 W b SAA 1 OB 2448 T
CRP. L5455 2% R 5k IAH— 2L,

25 LTk, SAA VB —Fh S SEAR B, X EBV
RGP B2 T L CRP 2L B 5 (1) UM, EBV
R 20 SAA K- T i 2 4L, O Il R 2 B
EBV A e S 41 B 4 (W 4K 4l o 1T EL SAA S
W5 {58, Tl s 0, 5 g T i R I T R 2 457
Bt X SAA IARIBIIAR WS, E7E&Fh 2 12
YRI5 A2 T T b s )R A N R

S %
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2 B ISy rth-bFGE LB B A G Gl Sy
Sk F-H1 VEGF 263510550

FAFRTR R TR

[(# ZE] BB HE LA E T ATE A 4240 i 4 K B F (th-bFGF ) X AT 5 R
JE A R AL A KT (VEGF) A 2, Ak BEH2019 41 A 22021 4F 12 A F
B P B KR — B8 PR B AT AR TR B9 R 3 288 1, F IR T O IR A O BR AL (n=136) R ER 41
(n=152), XTHEOALBRE G T 2 4008 AR AL 7E % B AL A 3L Atk L B A rh-bFGF ¥R 97 o FLE PR YT
BV 7d. 14 d G RAER F [ A4/ Z-18 (TL-18) MR SRS H F (TNF-o) | L4554 K
(VEGF) #5444 - B, (TGF-B 1) /K A 11 A7 O 5 X b W 43697 o B 1 A4 i 1) B R B R &
AR, R OBITE WA IL-18 5 TNF-o KF W] AR TX5 B0, 1fif VEGF Y TGF-B, /K 7B i i T-%F
W, 2 R R St X (1=7.676 ,22.880.,5.081 .16.064,2.563 .8.749 ,2.49 .3.260; P 1]<0.05) , WEZ B
A2 R 2P U8V KP4 DL S VAS ﬁéfﬂ@%ﬁﬁc?xﬂ”éﬂ EZRAGIEE X (1=4.447 .5.654.
22.512.,3.048.3.127,13.247; P $<0.05) o WAL G 1M A A B 8] B 2 X B2, 2 R/ St 2r s (=
3434 ,P<0.05) WQETEfifbivtizHﬁiﬁa%#%%ﬁMﬁX(f-OOSO P>0.05), &5t EELEWN
B KA th-bFGF 1T A5 2036 AT 2B 38 AR5 A T A A1 0, FLIG PR %8 &P, LA TR BT R 5 A AIC
BT A 0E [N 15 VEGE 2635 7K 4 X%
(kiR AW ; th-bFGF; QRIS ; &IEFT; VEGF

Effect of Qufu Shengxin Ointment combined with RH-BFGF on postoperative wound
healing , inflammatory factors and VEGF expression in patients with anal fistula
ATIGAN - Apaer', YU Dandan', LIU Yang**

(1. Outpatient Surgery (Anorectal Department) , The First Affiliated Hospital of Xinjiang Medical University,
Urumgqi, Xinjiang, China, 830054; 2. Anorectal Department, the First Affiliated Hospital of Xinjiang Medical
University, Urumgqi, Xinjiang, China, 830054)

[ABSTRACT] Objective To explore the effect of Qufu Shengxin Ointment combined with RH-BFGF
on postoperative wound healing, inflammatory factors and VEGF expression in patients with anal fistula.
Methods A total of 288 patients who underwent anal fistula surgery in our hospital from January 2019 to
December 2021 were selected and divided into the control group (n=136) and the observation group (n=152)
according to treatment methods. Patients in the control group were treated with Qufushengxin ointment, and
patients in the observation group were treated with th-bFGF on the basis of the control group. The levels of
inflammatory factors [interleukin- 1B (IL-1B) , tumor necrosis factor (TNF-a) |, vascular growth factor
(VEGF), transforming growth factor-B1(TGF-B1) and wound healing were compared between the two groups
before treatment, 7 d and 14 d after treatment. The wound healing time and incidence of adverse reactions were

compared between the two groups after treatment. Results ~ After treatment, the levels of IL-1(3 and TNF-« in

AR B B EERABR A RMFALFBAA (2021D01C332)

M An . L AR EA R F S — B ERITSIMA(EmA4), 488, 5 % K5 830054
2. HBEHKFH —WEERIHA, 3758, 52 K 5 830054

*BAZAE S X 4%, E-mail : liuyang13285@163.com



-+ 218 - ATEW SR ARG 202342 A

H1s5E B2 T Mol Diagn Ther, February 2023, Vol. 15 No. 2

the observation group were significantly lower than those in the control group, while the levels of VEGF and

TGF - 1 were significantly higher than those in the control group, and the differences were statistically
significant (=7.676, 22.880, 5.081, 16.064, 2.563, 8.749, 2.49, 3.260; P<0.05). The wound healing rate,
granulation tissue growth score and VAS score in the observation group were significantly better than those in
the control group (r=4.447, 5.654, 22.512, 3.048, 3.127, 13.247; P<0.05). The wound healing time in the

observation group was significantly shorter than that in the control group, and the difference was statistically

significant (1=3.434, P<0.05). There was no significant difference in the incidence of adverse reactions
between the two groups ( ¥*=0.030, P>0.05). Conclusion Qufu Shengxin Ointment combined with RH-BFGF

can effectively improve the wound healing of patients with anal fistula after surgery, and has high safety in

clinical application. Its mechanism of action may be related to reducing the expression levels of wound

inflammatory factors and VEGF.
[KEY WORDS ]

NLERIGST EERBTARY . T F ARG
S IR F AR B HESE R R S
RAH T 10 A, T BURFE A B R0 | 22 5¢
TAHH I R i i) 25 — 28 97 14 R, 2 iy JHL T
Ja* e TR R E AR B, BTEE A B
BB AR T AR LA UL T BRI A 2 2
A TR 1 FARYT AR RAED R, SR
AR YT 7 O I R TR S QUK R 2 %
B, HAL BN AT 4R 40 i A= 1< P T (Recombi-
nant human basic fibroblast growth factor, rh - bF-
GF),J& T Z I RE A M A K N1, W B HT T APt
QIS BRI AR, AT A MR DG E
AR /D BT I, A 9 8 T 25 08 A B B i
rh-bFGF Xt T J & b AT T A5 Bl a7, R 50 H
XA B T AT R A P AR A 1A T (vascu-
lar growth related factors, VEGF ) ik f520H

1 RS

11 — R

PEHL 2019 4F 1 F & 2021 4F 12 A T ERK
SF IR PR B TATETF AR IR 288 i, 4R 7 7
e T BB ZH (n=136) FILEEZH (n=152) . 4N AR
e : OF=18 % s QFF A B G2 WitrE™ ; @7F
KBEATHLE T AR HAR G BE ;@55 I Rk 52
B AW R . HEBRARIE : OXFABIFST i
25 ek A AR LS B @A ™ FE A
PSSP E OB AN RE B A RYT s O PR
PERTRG T 245 B s @M LT U R 8 3
OARJFEBYA ; @B I B SR IIRE R # . W
L 112 0], 2 40 ], -4 (45.49+13.75) %7
-1 (12.43+3.49) H . XHRZLS 86 ], £ 50 £,

Qufu Shengxin Ointment; rh-bFGF; Wound healing; Inflammatory cytokines; VEGF

A IS (46.73£13.68) 2 5 i FE V-4 (12.74+3.65)
Ao WA w25 Lot =8 L (P>
0.05) A5 2 B B PR AR B AR 1
1.2 Tk
1.2.1 xthrd4e

XTHRA 25T R A E IRYT o RATE SR B
HATREEHE, 47 1 IREUE 245 8035 WU
eSS P T & . AR e 3 AR B
VERERIE 7 N5 F AR . RETHA THAER.
SRHERE S B s B4R K G o R A A N T 5T
R E W, FARE ANV 4. 2R
LT HL RN 45 25 55 B TR B AR 35 175 10
ME . RIGH—KAP I RIIT4 2, FF iR
B Hy 20, EEAR RS S B 1IR,
o5 24 < B O BIME B3O MO, Xk AT 92243 0k
SR T AR B W FRAN 5 1, S SR AR R K
PR T ATV T IR . e R AR Bk R R
B, AT REESEII BUE R R TR, 424
S AR B A5 1S B AT AL
1.2.2 W4

WL Z% 41 A6 %) B2 /9 & il 13X & th-bFGF iR
¥ o TELA 25 Z T th-bFG (AE 7= 4l - B il B k11
A PR F TS [ 2451 5 S20143008, #EL
% : 35 000 FL0 ) 5 2 8 A H B R IR 30 1 Y L1
HATIR A IR 20 J5 BGE s 25 W e TR AL .
1.3 WMEIEHR
1.3.1  RAEHF . VEGF 544 K K +-B. (trans-
forming growth factor-B,, TGF-B, ) /K Hp 4+

TIRIFHT 697 7 d. 14 d J5 43 5 R P et g
MR (5 RN A R A R 7)) 4T
JAE 17K . VEGF 5 TGE-B, K61, 48 i K 141,
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FHIL-18 5 TNF-a, I HLAE 2 1940 A 1L #E 8 mL,
%% 3 400 r/min #5.0> 10 min, ¥ I35 & T—20°C K4
H AR
1.3.2 Q@A

TYRITHT IGIT 714 d J5 43 BIAS A 95 41 6 i
WA, AZFEHLUER S A0S E L
5 P B UL PE 43 (Visual analogue scale, VAS) '™
ORZEHLUVERIESY 0 43« R ZF A 2000 1 2 R 21
G ANEORCIR | il 2 I 5 1 4 - PR 2 4 U T 22 W
ZTAE R EAMUREIR , Al R S i A B 4 5 2 40« TR 24 40
ARG LT (e, AN B 5 3 40 I 2R AL SUK P &
F AT 5 453« R ZF2H 2L R 60, B TR I 21
e B A, T MM S ;5 0 AFHAA ALK,
QfmE AR o B B TR 40 Motic-
Med 6, Photoshop %4 4h B IE -, 228 2 H 3540 g
AR B A T AR BB W S e A 45 2R
BT A A 5= I ) o v R - 224 KA i 1 AR ) /i
BT 1 X 100% . QB & A A 0 5% 2 AR5
g TR N e T a0 [ = R 1 T s ey
B RS, TR R LR . @VAS P55 :
TN BRI O, 55088 5, P0G 10 ™
1.3.3 AR

AN RN AL FE PRI BA REE B SR DA S R ik
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N SPSS 23.0 4 i 2% 3 4k i 47 48 12 43
ARER, TR DL (2 +5) R FoR AT e K50 5 Z2 41 1)
LB F RS . THECR R n (%) Fom A7 1 K
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Table 1 Comparison of levels of inflammatory factors,
VEGF and TGF-B1 between the two groups [ (ng/L), (x£s) ]

X e 2
(n=136) tfit P

pUE 252\

wiwooww

IL-18 {RIFAT 257.36+25.43  256.13+26.17 0.413 0.680

VI 7TdE 19247425.16° 169.75+£24.98° 7.676 0.000
VWIF14d 5 61.43+£8.97°  85.76x11.25' 22.880 0.000

Fi4 3339.709 2062.682

PAH <0.05 <0.05

TNF-a GI7 T 183.74+26.37  184.02+26.92 0.089 0.929
WIF7dJE 147.76£26.47°  163.28+25.20° 5.081 0.000
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F1d 383.268 84.905
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VEGF 157 Hi 75.43%15.37  76.21x14.96 0.435 0.664
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TGF-B, IRI7HT 0.83+0.12 0.82+0.16  0.604 0.546
VWIT7dE 0.95+0.23° 0.80+0.17*  2.493 0.013
WIr14d)E 1.12+0.35° 1.01+0.19°  3.260 0.001

F1a 51.013 41.580

Pl <0.05 <0.05

5 FARITRT L, P<0.05,

®2 FHANERESERILE (v+s)
Table 2 Comparison of wound healing between the two
groups (x+s)
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VYT 14 d J5 67.47+15.37°62.04+14.78" 3.048 0.003
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P <0.05 <0.05
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®3 PMAFRREEZEZS5CHASHBELRE (2(%)]

Table 3 Comparison of the incidence of adverse reactions and wound healing time between the two groups [1n(%) ]

2H 51 n PRI ER SR 249w F ki B R R &R A1) i A A3 1] (d)
WML 152 2(1.32) 3(1.97) 5(3.29) 2(1.32) 12(7.89) 23.06+4.56
X HEZH 136 1(0.74) 4(2.94) 3(2.21) 2(1.47) 10(7.35) 25.07+5.37
Al 0.030 3.434
PAH 0.863 0.001
2.4 WHRZFALAERKIES HE ik, BRSSP 2Rl 2 KIE S B0 T x5 iR
WY Td 4 d)E, R ZFHL R W A WK1,
B K, I B WO B RIR S5 4, R PE A0 i B R
A B C D

W A~B 23 NS BRZHIAYT 7 d 14 d Ji 5 C~D 209 A WS4 I6Y 7 7d. 14 d .
E1 MWARFHRAEKEALLE (HE,x400)

Figure 1 Comparison of granulation tissue growth morphology between two groups (HE, x400)
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W HBV s G411l O i

wadt H90 FAM

[ E] BB WRZHEIFERHEEE(HBV DNA) E 5 LT Fbp & W KON iE R Bt 5 (CEA) |
I35 3% P B2 A (HA) B AR D HBV SR I IR . A3k BEEL20194F 1 H & 2021 4£ 11 H B &
N R EE BESis 18 Pk S s s v I 48 S8 25 02 AR NI 52 0T 42, BT A R 35 8047 G IR & JF 1L ¥ 27 A
[ (& O R EHUE (HBsAg) - O IF R M HLIR (HT-HBs) . L e Bl (HBeAg) . L e Bifk (Fi-HBe) |
IR TER R O 4K (3-HBe ) ] .CEA (HA LJ % HBV DNA &1 , Wi %< 10 5% i 45 3% HBV DNA .CEA .
HA BRI 45 5, b i 375 A5 S 4 % HBV DNA ARG BHE R, 73 HF HBV DNA 2 5 1M1L35 22 A 25 9
CEA HA AR HBV B IGIR M. 53R 92 B+, HBV DNA [H: B # 54 #1(58.70% ) , B
P 38 11 (41.30% ) . K = BHZH 5% HBV DNA FH¥E: 31/33 $11(93.94% ) , /) = FHAH Hi 3% HBV DNA FHM: 15/
31 1411 (48.39% ) , HoAth 2 MU 4H 8 2% HBV DNA [H 1% 3/28 1] (10.71% ) . 92 il i # CEA /K- 4.20(3.20,5.30)
ng/mL; HA 7K-F437°4 112.00(98.00,126.00 )ng/mL., HBV DNA BH1:4H 8% CEA \HA /K g 3 =T HBV
DNA WI1E2H , 22 A Biit32 5 L (P<0.05), HBV DNA FAPEZ f HBsAg BTG 2% 35 5 T HBeAg, 25 5+
ALt # L(P<0.05) . Spearman FHOCZE R IR, i34 1Y HBV DNA JE i 5 CEA \HBsAg . HA f8 47 L IEAH
KIRFZR(P<0.05), ROC /117~ : HBV DNA & &t 5 M Fr ) B i CEA JHA WG K £ 9 2k
) AUC=0.985(P<0.05) , iZWiHURE R 97.76% ., 4518 HBV DNA & i 57545 54 CEA HA BLA K
TAE HBV B2 Wi i HoAT 3w i R F L, nT 2 5 AME L, A ARAS AR 1L T 3 A2

[X4iA] HBV DNA; 189 ZAYEHTE % ; HA; CEA

The clinical value of HBV DNA quantification, serological markers, CEA and HA in
detecting HBYV infection

ZHENG Jinping'*, GAO Yong®, LI Tuantuan®

(1. Department of Laboratory Medicine , Funan People’s Hospital , Fuyang , Anhui, China, 236300 ;

2. Department of Laboratory Medicine, Fuyang Second People’s Hospital, Fuyang, Anhui, China, 236300)

[ABSTRACT] Objective To explore the clinical value of HBV DNA quantification, serological
markers, CEA and HA in detecting HBV infection. Methods 92 patients with chronic hepatitis B admitted to
Funan County People’s Hospital from January 2019 to November 2021 were selected as the study subjects. All
patients were tested for clinical hepatitis B serological markers, CEA, HA, and HBV DNA. The positive rate of
HBV DNA detection by serum markers was compared, and the clinical value of HBV DNA quantification
combined with serological markers, CEA and HA in the detection of HBV infection was analyzed. Results Of
the 92 patients, 54 (58.70% ) were HBV DNA positive and 38 (41.30% ) were negative. 31/33 (93.94% )
patients in the big three positive group were positive for HBV DNA, 15/31 (48.39% ) patients in the small three
positive group were positive for HBV DNA, and 3/28 (10.71% ) patients in other types of groups were positive
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for HBV DNA. CEA level in 92 patients was 4.20 (3.20, 5.30) ng/mL; HA levels were 112.00 (98.00126.00)
ng/mL. CEA and HA levels in HBV DNA positive group were significantly higher than those in HBV DNA
negative group (P<0.05). In the HBV DNA positive group, the positive rate of HBsAg was significantly higher

than that of HBeAg (P<0.05). Spearman correlation results showed that the HBV DNA quantity of patients was
positively correlated with CEA, HBsAg and HA (P<0.05). ROC analysis showed that AUC of hepatitis B virus

infection was 0.985 (P<0.05) , and the diagnostic sensitivity was 97.76% .

Conclusion The combined

detection of HBV DNA quantitative and serological markers CEA and HA has high application value in the

diagnosis of HBV infection, and can play a complementary role, providing a new path for clinical detection.
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$1 J& (hepatitis B e antigen, HBeAg) . £ Jif e $r ik
(HBeAb, $i-HBe) . 2} % 19 4% .0 Pt 1A (Core
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1.3.1  HBV 3 EiFHbrifE
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<0.30 PEI U/mL A B 1 , =0.30 PEI U/mL A FH
175§ -HBc<0.70 PEI U/mL & B £, =0.70 PEI
U/mL Jy BH M5 3t HBe<0.40 PEI U/mL & Bk,
=(.40 PEI U/mL Jy B,
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(61.29% ) , HAth 25 AU 2 fB 7% HBV DNA [H £ 4/28
1 (14.29% ) ; K = 21 HBV DNA & & £ Il 45 5
M 5.90 (4.67, 6.80) Ig copies/mL, /N = PH £ g 4.90
(3.10,6.10)1g copies/mL, HAh 2 AIZH 5 2.10(1.96,
5.40)1g copies/mL. 3 £2H HBV DNA & 7t # 1il 7K S
% (P=0.010) .
2.4 HBV DNA 255 5 H % CEA HA X[t

HBV DNA FH1E: 4 5% CEA (HA /K i 3 5
T HBV DNA JI1E4 (P<0.05), W3R 1,

&1 HBV DNA %3R5 5% CEA HA K FHIXILE
[M(Q1,Q3),ng/mL]
Table 1 Comparison of HBV DNA results with CEA and
HA levels of patients [M(Q1,03) ,ng/mL ]

axil n CEA HA
HBV DNA BHIE 54 5.10(3.45,5.30)" 125.00(113.75,130.00)"
HBV DNA % 38 3.40(3.10,520) 97.50(88.00,102.25)
A 2.901 7.468
PH <0.001 <0.001

2.5 HBsAg.HBeAg FHE:H: i1 % 5 HBV DNA 45
X e B

HBV DNA [HE2H 4, HBsAg BHPERS ) 5 i 2
T HBeAg(P=0.000), W2,
2.6 HBV DNA /& &t 5 Ifil ¥ %% b5 & ¥ S il 1%
CEA .HA FAH 43 By

Spearman FH5C 45 R LR, B ) HBV DNA &
5 M AR & S CEA VHA 85 5 0E AH ¢
KF, WFE3,
2.7 HBV DNA /& fi {5 5 L35 5 br & 9 S i i
CEA HA #51ll £ % #1844 1) ROC 43 #r

ROC /3 #1 i 715 : HBV DNA & f& 5 IfiL 15 2 b5

%2 HBsAg.HBeAg PRI # 1 % 5 HBV DNA & RXFtE [1(%) ]
Table 2 Comparison of HBsAg, HBeAg positive detection rate and HBV DNA results [1n(%) ]

HBsAg

HBeAg

4151 “fi P

? WIE B i BT * fi
HBV DNA BHT: 54 44.(81.48)" 10(18.52) 25(46.30) 29(53.70) 14.488 0.000
HBV DNA [ 38 20(52.63) 18(47.37) 8(21.05) 30(78.95) 8.143 0.004

¥ : 5 HBV DNA ¥4 A, P<0.05,
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&3 HBV DNA EE5 MFFHREW R ME CEAHA B
B XS
Table 3 Correlation analysis of HBV DNA quantity with

serological markers and serum CEA and HA

iy r i P1H

CEA 0.241 0.020

HA 0.857 <0.001
HBsAg 0.610 <0.001
HBeAg 0.454 0.012
$i-HBs 0.823 <0.001
¥i-HBe 0.312 0.018
$i-HBc 0.568 <0.001

W) KT CEA  HA BEA K0 2 FF 975 B 2% e 11
AUC=0.985(P<0.05) , Wi BURFE HJ 97.76% , = T
HBV DNA & it | il %5 2% b5 & 9 S i % CEA .
HA PRGN . UL 3% 4,

3 itig

HBV &Y )5, BB RN B E , 5 K e A i)
BEIEIRYT , S K A Il AL e ) &
AU, B S B AR T HBV YL 2 H it 12
A RS A KR R — 0 IRk BEE B

#&4 HBV DNA EEESMFEFIREY R ME CEAHA &l Z BF% 5 B ROC 247
Table 4 ROC analysis of HBV DNA quantitative value, serological markers and serum CEA, HA in detection of HBV infection

i an AUC AR THURRTE (%) TR (%) 95% CI P
HBV DNA & & 0.815 5.25 82.23 73.38 0.784~0.834 0.034
L3 A5 2 0.862 4.69 85.77 72.52 0.788~0.875 0.028
1% CEA \HA 0.731 7.64 72.92 7045 0.634~0.799 0.047
e Rl 0.985 3.24 97.76 76.68 0.887~0.991 <0.001

R TR 220 &, AT PE 2 5809 5 1
JH & 1 TA P ok B R B o I IR A
HBV &Y 4 bR i 77 15 A I35 b 25 40 K U A HBV
-DNA & 5 £ , H:rh HBV-DNA & & ¥ 1l 7] L)
B E AR N HBY & IR, B A B 5T IE B X
PP - B 25 A e L sk sl oAb AR R
B, 1% HA L CEA /KA — R L et 7 &
JH R8I D AR RS, WP S R I 30 9 0 ™
RS H, XPR AR A — 2
Il R A A o

HBeAg 17 & U 48 5 B I L i bR i 2
— , JE X B A T BRRE B LA AL e P 5 Y I
W, HBeAg #5245 FH 14 3¢ B A7 4E £ 9 55 1) 1% 3 1t
S, AR e R . AR AR BN, K=
FH 2H i) HBV-DNA FH 4 28 i /0y = BH 21 Fn H: At
SR, Ui B HBeAg FH 1 5 HBV 748 & il 778 &
£23 QN N Al = R R LR L B S ]
4 B ARG 2E FH W — 3. CEA N —Flofi &
F SR T IR E 5 I SZ 458 5 15 o i 1) B e
B 53 I N EE R, N IR)JZ 43 CEA . HA 7E R
I 22 B8 10— 380 A7 A% T I 4B A1 18] 5, 224 i =2
FI 453 5 1 H K2 e A AR ARk, HA AT IAE N
JF A M S e R 5 AR . CEA JHA P& 1] 3L
Bt 18 M 2 TR R R R B T SRR
AR SCHRGE S5 SRR 2 1 O i R e JR B A A
JF 458495 Fn R AL XURS: , LR AE AL R R . IR R 7R

T8 M i R R N A A —E
6 sV R4 R = BH AR 3 R I, S i
— R LIRS, iz 4518 5 RIS B
FELETE AR

WF5% & B, £ HBV-DNA [H % 5 % b HBsAg
FH 46 R B 35 & T HBeAg, 124516 5 X R 257
PRI 5E 25 2 — B0, MG i 45 SR R, HBV -
DNA & & 5 HBsAg .HA .CEA fE{EIF Ml X X &,
FWIKE# HBsAg & it 3 & , (B R N HBV & il 1%
WrE R, R R N R B A AN TS 22 X 5 A e
SR RS 45 AL, ROC J3#Hr 45 42 7% HBV
DNA & it | I35 2= 45 5 )« M I i CEA (HA XJ £
M HBV B ¥ — 2 I R X, U EBA K
DU RE A% B a0 L AME T, MERR SR 0T 5 A &80
DT RIS AN A

25 I frid ,HBV DNA & i | L35 24 An S
Il CEA HA 4] S B (835 1 HBV SR, —
HEA RN AE HBV YL 2 W b vl i 31 14 i 5
#N, BB H RS A A 45 S, 1 R I AR 1 TR
Al HLAT A 5 A I R AN o

SE

[1]  Tang LSY, Covert E, Wilson E, et al. Chronic Hepatitis B In-
fection: A Review[J]. JAMA, 2018,319(17):1802-1813.

[2]  Inoue T, Tanaka Y. Novel biomarkers for the management of
chronic hepatitis B[J]. Clin Mol Hepatol, 2020,26(3) : 261-
279. (T#% 230 M)
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. a
.’I,/a 3 e

cAMP/PKA-pCREB {555 il 3% 15 U e &2 DI 2R 35 v
REBE G fhee DhRE 11 H

FRAEAT OB A

[(# ZE] BW it cAMP/PKA-pCREB {55 3 [ £ 5L 1 5 &2 1 25 oo 3 i 45 46 18 3 pl 2 T i
WIVER . FAiE W4 2020 4F 3 [ %2 2022 4F 3 F AR Ak 1T A B B8 BE 422 32 3R 7 10 I 1 48 e &2 101 A6 3 228
BIFE R FERT G, 2 RBENLECR 20 i A AL o o 2 WSR2 45 114491, % IR iR 2 iR
W H B2 1100, WA 20 B e ) IR 24 SRt L AR I 21 100, Rl 1930 8 J8] J5 PEAR 45
o X HPILLEH T 15 7 5 Fugl-Meyer PE43% (FMA) (i R Barthel 5 40 (MBI) , IfiL 7 P £ DI EAH &
[ F [ #2804 S PRI B ALl (NSE ) i 5 #2848 32 B 5~ (BDNF) |l 22 4= K B F- (NGF) /K7, A1 & i
LA 41 i (PBMC ) cAMP/PKA-pCREB 15 %5 il [# 41 3¢ 43 F (cAMP . PKA . pCREB ) £ ik /K V- 11 25 5 .
HR TG, WEH B E N EMA FRGTS FMA FIT2 MBIIE/ME & T4 R4 B %, 254
SiitaF it X (1=17.710,10.134.7.188, P<0.05) ; Ifil. 3 NSE /K A% T %+ B8 21 £ 3% , BDNF .NGF 7K °F- 55 T %F
MR B Z A G E L (1=8.588.7.229 .5.535, P<0.05); PBMC fJ cAMP . PKA . pCREB mRNA ik
T A B E, 25 Gt 7 L (1=4.996 . 1.868 .3.320, P<0.05). Z5it A IUIHEE VI Ak
1% cAMP/PKA-pCREB 55 A0 AL BAA D BE (W it 47 , & — iy BAL S b B0 T BT

[REIA]  Wifse; FWIRE %, 2968 ; cAMP/PKA-pCREB 155 j#%

Role of cAMP/PKA-pCREB signaling pathway in early rehabilitation training to improve
neurological function in patients with cerebral infarction

GUO Shuling'*, XIE Yongquan', XIE Guifen®

(1. Department of Neurology, Zunhua People’s Hospital, Tangshan, Hebei, China, 064200; 2. Department of
Gynecology of Zunhua Maternal and Child Health Hospital, Tangshan, Hebei, China, 064200)

[ABSTRACT] Objective To investigate the role of cAMP/PKA - pCREB signaling pathway in
improving neurological function of patients with cerebral infarction by early rehabilitation training. Methods
A total of 228 patients with cerebral infarction who received treatment in Zunhua People’s Hospital during the
rehabilitation period from March 2020 to March 2022 were collected as the research objects, all patients were
divided into the control group and the observation group with 114 cases in each group according to the random
number table method. Patients in the control group received routine drug intervention during the rehabilitation
period, and patients in the observation group received early rehabilitation training intervention on the basis of
drug use in the control group, and the results were evaluated after 8 weeks of continuous intervention. After the
intervention, the simple Fugl - Meyer score (FMA) , modified Barthel index (MBI) , serum neurological
function-related factors [ neuron-specific enolase (NSE), brain-derived neurotrophic factor (BDNF) and nerve
growth factor (NGF) ] were compared between the two groups. The differences in the expression levels of
cAMP/PKA-pCREB signaling related molecules (cAMP, PKA, pCREB) in peripheral blood mononuclear cells
(PBMC) were compared between the two groups. Results  After 8 weeks of intervention, the FMA upper limb

A AR A T E T ATAAR A (20181416)

VA5 1 AT AR E AT 22 WA, FTab, E.L 064200
2. { AL W a3 SR A T4 AT Ak, L 064200

*BAEAEH 3R H -, E-mail : guoshuling2022@163.com
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score, FMA lower limb score and MBI score of patients in the observation group were higher than those in the
control group (r=17.710, 10.134, 7.188, P<0.05). The levels of serum NSE were lower than that in the control
group, while the levels of BDNF and NGF were higher than those in the control group (1=8.588, 7.229, 5.535,
P<0.05). The cAMP, PKA, and pCREB mRNA expressions in PBMC were higher than those in the control
group, and the differences were statistically significant (#=4.996, 1.868, 3.320, P<0.05). Conclusion Early

rehabilitation training may optimize limb function and reduce brain injury by activating cAMP/PKA - pCREB

signaling pathway, which is an ideal and necessary intervention.

[KEY WORDS] Cerebral infarction; Early rehabilitation training; Neurological function; cAMP/PKA-

pCREB signaling pathway

A S i A i 2 v 2 bl 2% A R BT 2
F18) ey P8 A 2 AR e e 4 T 5 | 2 I 2 R ke I
BREEPEIRSE TR AR A A b B T B — R
FI P2 TR R, BAR N (B 2t B AT | mJAE |
ROHBRAGAE . X AR B I ) BE R A 1) B A2 301 R
FESE A, BUAR F 25 B Jr 2 om sk e &2 i A ol 2>
IResREE , & HE A Ry R 2 — o SRR
O PR S S BRI UE S, A A5 B S 500 Ul Pk A
U B Re AT L fb i TR AR 2, HAKRAIL
il AT BE V5 KA 2 AR B8 10 5 S LA R TR s AR A
PRI AE A S ARG (H BB S i) 53 T AL
W AN B . ER 8 R i 1 (Cyclic Adenosine mono-
phosphate, cAMP)/4E 1 i filf A (protein kinase A,
PKA)/BER AL cAMP S W Te 445 £ 11 (Phosphory-
lated cAMP Response Element Binding Protein,
pCREB) & FZ M £ T T B A (55l 1% , 21
SR & BB AT % T ¥iE cAMP/PKA-pCREB i
St DT 50 e L 1 PP XK Bz sl 2 g, ST RR A2 31
5 2 A 30 7 55 V0] 2 3 I T A TR AR A R Y
T 1 7 A s e 1 AN B, AS URBIEE LA DDA
e, B ITER I RE S I 2R FH AL
R S PRAE T I HT B4 E BRR LA

1 AHSHE

1.1 — sk

e 2020 4F 3 1 % 2022 4F 3 H [RI7E Ak T A
PR BE B 4552967 W i A5 A8 R 52 0 s 3 228 1 Jy bt
TG, AARRUE : OFF 6 I R I AEFE 12 Wrbr o 5
QB KK ANEMAESE WEATCAH NS 5, HIAE A &9
% B 5] (1] 5] B 6~48 hi; GIGHEFE 738k A Sl ik ik i
i A 84 fi A5 BT, 5 (4D & T DA R B AR D R S8 E
A B G AR AEA VR B SR AR D BB A% s & A B
A= ARAE PR @ B RE R AT T KA, Ifi R
TORFIERE . HEBRARE : O MR SE | B i

BE; @B I A Fh At 2 B IR Y M ; OFFE (R E A
T RERERT , LR A R E ISR @& I HO S
DIReA 4 A B e s R R B O
NERPIRPEYS . S BHMHLUBER K T E AR
A3t REZH L 4 114 161] , %of BE 2 v 58 14 60 191
Pk 540, SE AR (65.84+12.17) J8 %, SE24 KR
A ] (15.27+3.20)h, 18P G FE = 1lL% 68 1] R
I3 A7 191 L R R INLE 30 461 5 WRER 4 rh 55 0 59 ] Lot
55 14i] , -S4 4E S (65.29+10.85) J& 4, F-34 S 9 1) [
(15.10+2.86)h, B PEGIFAE : = 1L 72 491 BB IR 45
1] =BG ILAE 38 61, P4l AOPER ARIE K st
[B] PR A HAE 5500 A0 L 25 7 RGeS (P>
0.05), BA et i BE R E MR ED,
ABEASHZE 51 25 W AHEAE SL R A 5T 115
1.2 FREWTm

Xof 2 RR 42 A 00 R ) 1 i, LR
T BFEARABTT TR, 20 mg/ik , 1 YR /d ; FEBR] &) DTAR 1
JIi , 100 mg/K , 1 Yk/d. 9 A] 3 A feff F 9% I A6 55 24
Yy, WRELLH BB AE X RE AL 25 i R L, i A
W E 230, BAR T . OB F VAR E] , 517
KATYEEE B, BARE ST A R Z /NS
P 0 22 S0, 32 2R BE PR /N 2B K BRI R 2
W/d, BARAFEERTTa] 15 min, QEhEHNE . [EIF% 2 h 45 5
H G 1R K RS T IIRe A B 1R & A R
MR AT T 2 R . DR E A A R AE S
B AT B R 5 BUAE IR 55 AT AR R 42 sl D el
Y, Hm MR ISR, B 2 AR AT
YLk H & AT SRR, EZON WA MR R4S
RS A sh I 25, 252 H B MR R A A R
TEPE MM . @XTE IR S AN D) RE A
BB SGIET DE ISR, B H 1R, ks
iFA] 45~60 min, LU PR : S I S 28 B 9 H
LAY EE R I A BB AR fA AT 4 BT AR E M AR
AT B TAETS SR TR IS A A R R E
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fiff, [ S0 V22 S R O O B R A T
VEo BRBEE I FReaL 11 8 J J5 PFAk 45
1.3 WMEHER
1.3.1 B3 UIREI ST

T AT T8 JE JE, S AR R 4 B R
% Fugl - Meyer ¥ 43 ¥ (Fugl - Meyer assessment,
FMA) . 2 K Barthel $5 4 (Modified Barthel index ,
MBI) P-4l J 5 s sh Ui fig - H % A2 16 1 3l g
FMA 7328 ERCET 66 53 B RS 3453, 4 (H B
15 2 B DI REER 4T s MBI B 43 100 43, 43 (E 8 & A=
1% HEERE T B
1.3.2 L 2 DI REAR 5 P 17K AG

TIAT T8 JA 43 B HU A A A R
() 25 1§ A1 Ji] 8 DK AR A 4% 5.0 mL, 4325 10035 5 R
JH TR B 98 W 32k 000 5 G v bt 28 ST R S Pk M Ak
fiff (Neuron specific enolase , NSE ) | i i P #if 25 78 37
“F (Brain derived neurotrophic factor, BDNF) . i
221 K [H 1 (Nerve growth factor, NGF) it 7K .
1.3.3  AhJA i 524> 4% 46 il (PBMC) cAMP/PKA -
pCREB 15 51 %A 5C 731 Rk 7K PRzl

PO B TR T TR T T8 S A A T I R
Jik ifit >R £ , >R FH Ficoll 3 &5 ¥ 43 5 PBMCs, >R Hl &L
RNA 2 B £ $2 5 PBMCs H1 A9 B RNA . R ]
I % SRR £ A cDNA, 5% 96 % 4 & PCR i
#] £ % cAMP/PKA - pCREB 15 5 i % 1 ¢ 4> T
cAMP .PKA ,pCREB #1747 34 . s v A% 3 4
T :95T 15 min J5 94C 20 5.60C 34 s . #H 40 4~

TEA . LLU6 AN S, i IR0 274 % cAMP,
PKA ,pCREB mRNA (157K #1773 & 73047
1.4 GileFik

K SPSS 20.0 8 {4 % $ s kA5 48 i . AR
PR n (%) Fon , AL R FL 3 ok FH 2 K 565
TR (R +s) 2280w, 9 40 a] He 48 2R ST ff
A ¢ gy | TRV 2H P TR E R RO ¢ A5 56 o
P<0.05 hZERAGIFE L.

2 #R

21 WYLEREMIEhTIRE ETE A PEER P E
H

T-HHT, P 2H B B9 FMA FRES> . FMA R
Je P53 MBIV 2B LA, 22 Gt & L (P>
0.05), 178G, Wl 1 FMA I REES)
FMA I P4 MBI P53 43 5l s 11 TURT 5 HOO0
LA B F AT 8 JJ5 FMA _FPES (FMA T
PE4r MBI W2 T 8 2L 8 35 AR R () i, 25
SYE G EE X (P<0.05), W#E 1,
2.2 WAL I 2 D REAH S A K e s

T AT, P 2H R A I R 2 D AR O R
NSE.BDNF ,NGF 7K V-1 22 R L g it 2 2 L (P>
0.05), T8 J8J5 , P4l 3 A IMLYE NSE 7K FHEIR
7T T B, BDNF NGF 7K -7 BTG I ; g4
BT 8 JE 5 1L 3G NSE 7K SF-{I% T %6 #4128 % A
J7 Bisf 8] 5, BDNF NGF 7K -2 F X} B8 41 g 3% AH
ffaLE, 22 R E G E R L(P<0.05) . WLk 2,

x1 WABREWNENINGE. . EFEEEENTHELR

Table 1 Comparison of scores of motor function and self-care ability between the two groups

- EMA EJEF4r EMA T JB¥43 MBI
2o n — - — - — n
+ A 19 8 JH + A + i 8 JH aR il T3 8 J#
X} HEZH 114 32.74+5.19 43.65£5.92" 19.72+2.88 23.94+4.11" 52.13+6.85 68.04+8.33"
WAL 114 32.65%4.88 58.73+£6.90" 19.60+2.67 29.62+4.35" 52.09+6.70 76.35£9.11*
t{H 0.135 17.710 0.326 10.134 0.045 7.188
P 0.893 0.000 0.745 0.000 0.000 0.000
T 5 T W AL, *P<0.05,
®2 MABRENMBMEINEEREXEFKFILER
Table 2 Comparison of serum nerve function related factors between the two groups
- NSE(pg/L) BDNF (ng/L) NGF(p.g/L)
Eib) n — — —
+ A T8 JH + A T8 A T TUH 17 8 JH
i REAH 114 14.32+2.19 11.18+1.45° 302.74+42.12 342.85+48.96" 3.42+0.46 3.80+0.52°
ML 114 14.17+2.07 9.74£1.05" 302.19+38.75 390.11+49.75" 3.38+0.45 4.20+0.57"
tH 0.531 8.588 0.103 7.229 0.664 5.535
P{H 0.596 0.000 0.918 0.000 0.508 0.000

5T R, *P<0.05,
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2.3 Wil #E & 1 PBMC cAMP/PKA-pCREB {5 %5
T A OGO TR IRACOE A

T # AT, M4l AR 5 B PBMC cAMP/PKA -
pCREB {5 5 i@ [ #H 5¢ 4> ¥ cAMP . PKA . pCREB
mRNA FiEH M2 R IG5 L (P>0.05), T

i 8 J& 5 , Wi 5 & ) PBMC cAMP . PKA . pCREB
mRNA #3518 705l 5 F 1 10T ; A4 B 11 8
J# J5 PBMC ¥ cAMP . PKA .pCREB mRNA % ik &
1o TN RECZH RRCE AR R I R AN, 22 R A SRR
X (P<0.05). W3,

xR3 WHEZEH PBMC cAMP/PKA-pCREB {5 518 #1055 5 F Rk kK T L
Table 3 Comparison of expression level of cAMP/PKA pCREB signal pathway related molecules in PBMC between two groups
] cAMP PKA pCREB
ZH n . . .
T TR T 8 JH R T8 8 Ji R 750 8 JA
X R 2H 114 1.640.24 1.82+0.25° 0.94+0.11 1.03+0.14¢ 2.12+0.30 2.39+0.35°
ML 114 1.61+0.22 2.01+0.32° 0.97+0.13 1.18+0.12* 2.09+0.27 2.56+0.42°
1 0.984 4.996 1.881 8.686 0.794 3.320
P1H 0.326 0.000 0.061 0.000 0.428 0.001

5T R, *P<0.05,

3 it

Fiki A58 B e 52 303 R0 3 2o (il e 8 24 ) LA ol e -
FATBE B, Bk b 22 A0 L A Fn] 2 AR
FHRE R Re SRR R . SO oM SR A RS R
AL A AR A I 25, DA R 3 R S A B R 1Y
EINZRINE R R 3 -1 | EZ R N O E s o B S 7
JEE 4 NG B2 shid BE & Eahia 8l B A an IR AE
AR HT B IR G AT AN 25 AT U 4 H W AR
R % . & LR TR B & & ez
8 AENG FERE ) O T AR AR BRI HARR I,
FMA T4 . FMA T B34 MBI WS- E 5 T
TR LA SOt BRAH T 00U A WG 0, iS5 R B
R 25 T B 30 R 5 I 22 A A9 2 A8 2 T D) e AL
Ak 77 T Y R AR Xt 5 B AR T AR B 2 it
FEEEIBYI A .

i 15 A0, 78 5 T A S T R I B AR B
2 A A AP0, Je S Gt ot g A IR B ol b 2 ST 4 LA
T, LA SR B b T [ K o E 5 28 D g 1) 5%
Mt SR BB E R I RE & H R AETERE T
oAk, A BT b iz Hoph 2 T RE 0 07 1 A% . R
TG CT 5% MRI WLEZAT AL AR TR, 1 75
T 2 52 D) RE G R 5 YD DA KPR 2
[i) 2 iz e £ 35 i L) e 1) 87 {58 T 5 B¢ . NSE L7
BT RS 5 A R R IE ARG,
FEAE T i1 45 240 R4 28 P9 0 06 40 L v, ECE 3
H AR KT AR 2 7 A e 35 5 i A L 40 e v 1)
AR AR — B, TR A3 I 2 v A fi R AR
A UL NSE 7K ~F- () B e 34 i1 . BDNF \NGF #JJ& T
MBS F  EMA RG] Iz 3Rk, HRRH N

AT AR S A 25 20 A A7 380 5 fioh T 9 D R b 22
R ORI R L ARSE 8 R T TS 4
P NSE 7K F F F#& LA K BDNF  NGF 7K -3, #2718
T WA o, o g4 g 1 E R AL Ol
F AR LU Rl A T AT B Ok A A A e A A AT
BAE MG IIEE , X 5 - ScH W 4 /B 1 R )
et fbas & .

cAMP/PKA-pCREB {5 53 ' B & 305 #f 22
A G , cAMP J2 41 i PN S5 FE BG5S AR B, T
7% PKA £ 982 F Ji# ¥ [N -F pCREB 43} , pCREB
JE— MR NI A BT 2o B AR R Al0E
B 200 R R AE . REAEC A ISR R %
W 0% cAMP-PKA-CREB {553 B 12 175
FZ YR T A 2 oA Gl 1 g5 A UK A
PG cAMP/PKA-CREB {55 518 410 i) 1M 45 14 81 2R
KRUME S 2 e T, IE X T cAMP/PKA -
pCREB {5 5 3 [ 18 16 X i #6340 016 £k 19 7 22 38
oo Mg B E R T T 8 JHl 5 PBMC
cAMP .PKA .pCREB mRNA ik &4 T TR 4 1R
EENE B OR SN R = VI e e APV A3 E R
W3 5 T TS BRSO RG0SR vl RE iz s U
cAMP/PKA-pCREB 15 & i W TG /E T, B 55 2
cAMP/PKA-pCREB 15 5 0% A {1 fini 15 4 28
HREE T 15 AT e I P4 9%

ZE LT, AR A5 i RE AT Rz
99 R 52 I 25, FT R Gl o 0 cAMP/PKA-pCREB
15 5 38 [ T S B AR T B L AR 3 e T p Ak DA B Bk
P03 08 A S A D, B R A I 2 — P AL i
E%?ﬂi%%& B A5 FE 5 2RI DR 52
A
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A D ILEEIE . GGT . UA £5l%} HFE B4 12 W B Hil )
[iF=9Y4

BE=* AR FKHK

[ E] B& WG OIUEE A 2B K (GGT) J5A IR (UA )R DU X0 ) 325 (HF)
W RGN R L, FiE EEEM 2020 4F 1 F 2022 4F 1 (1R G 44 BR T BE BRIk 4 114 4 HE 3,
¥ 97 A RE R A X IR, S MO LB . GGT . UA K% HE JE 2 R BUR = X . &R
ML GGT \UA .0 JULEG 1% [ o -HBDH . CK-MB , AST ,CK . LDH ] £ T8 b5 4 2 T X IR 4, 24 5% G it
B Y (1=86.843.9.915.71.702.61.280,117.388 ,74.049 .47.226 , P<0.05) ; AN [F.0> I HES> 2 H % UA .GGT X
O WL 4545 b5 7K F («-HBDH , CK-MB ,AST .CK .LDH) : IV 44> %> 1 4% , 25 5 34 G it 24 75 X (F=
6.642.12.176 . F=6.419 .7.198 ,20.473 . F=7.131 . F=6.559, P<0.05) ; UA+GGT-+.(> JJLTiE 1% B 4 46 I 52 455 i
(92.11% ) B ¥ 5% B (91.75% ) 34 = T BR TR I 5 U5 R 4F GGT L UA .0 UL 7% (o -HBDH . CK-MB , AST
CK.LDH) & W5 tr ¥R T 5 A R # , 2 3 A it 52 X (1=13.103 . 13.531 . 23.029 , 27.76 . 23.95 ,
20.397 ,47.496, P<0.05) , &2 R Z /345 R 78 : UA .GGT .a-HBDH ,CK-MB ,AST .CK . LDH 5 #1525
Wi HF 583 W5 G 2 (P<0.05) . 4518 UA GGT .0 LEGE 5 bR A4 2 52 00 HF 5823 WU 19 AH < 5
A UA (GGT 0 LBEEAL I ST HF B35 A 55 2 Wik ek
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Significance of combined detection of myocardial zymography, GGT and UA in the

diagnosis and prognosis of HF patients
DAI Enyun*, XIA Yuan, LI Changlin
(Department of Internal Medicine, Henan Staff Hospital, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To explore the diagnostic and prognostic significance of combined detection
of myocardial zymography, glutamyl transpeptidase (GGT) and uric acid (UA) in heart failure (HF).
Methods 114 HF patients admitted to Henan Provincial Staff Hospital from January 2020 to January 2022
were selected, 97 healthy volunteers were selected as the control group.The significance of myocardial
enzymes, GGT and UA in the diagnosis and prognosis of HF patients were compared. Results The indicators
of GGT (1=86.843) , UA (r=9.915) and myocardial zymogram [ «-HBDH (1=71.702) .CK-MB (r=61.280) .
AST (¢=117.388) . CK (+=74.049) . LDH (¢=47.226) ] in the observation group were higher than those in the
control group, and the differences were statistically significant (P<0.05). The levels of UA, GGT and
myocardial enzymes (a-HBDH, CK-MB, AST, CK, LDH) in patients with different cardiac function grades:
grade IV > grade Il > grade I , the differences were statistically significant (F=6.642 , 12.176, F=6.419,
7.198, 20.473, F=7.131, F=6.559, P<0.05). the combined detection sensitivity (92.11% ) and specificity
(91.75% ) of UA+GGT + myocardial enzyme spectrum were higher than those of the single detection. The
indicators of GGT, UA, myocardial enzyme spectrum (oa-HBDH, CK-MB, AST, CK, LDH) with good
prognosis were lower than those with poor prognosis, and the differences were statistically significant (1=
13.103, 13.531, 23.029, 27.76, 23.95, 20.397, 47.496, P<0.05). The results of multivariate analysis showed
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that: UA, GGT, a-HBDH, CK-MB, AST, CK, and LDH indicators were risk factors affecting the prognosis

of HF patients (P<0.05). Conclusion

UA, GGT and myocardial enzyme spectrum indicators are related

factors affecting the prognosis of HF patients, and the combined detection of UA, GGT and myocardial enzyme

spectrum has a high diagnostic efficiency for HF patients.

[KEY WORDS] Myocardial enzyme spectrum; GGT. UA ; Heart failure

> 1713554 (Heart Failure , HF ) /& —Ff B 7.0 I
SRR PR 51 K L WAE B 32 BHL L 2H 2L I AN 2 Y
CEAAE T FRZ R et O 5 HF 23
RKIHK = J7 AR BE W W PRIXESE , 47 R R
BT PR M SR AN B D AL 1) i RO 1 A
HARLER  (H T 5 SR MK S B e R AT
MW PEEARS T, HF & BT 45 Fhoe IR &
PRI AR, R BOHAFTE 20, U T =15 62%,
XoF R8 A i U R PR U S LARSR , 6T
AT 4 5 HF 93005 B8R BON T I IRBFSE R . A
M A 2 B O HE RIS TP B R A 2B KT (Glam-
yltranspeptidase , GGT) 52 Ml AL 4 41 g 75 1ot H K&
I3 S SE AR R N T HF 5 48040 I A LA
AR EE ARG, I GGT 5 HF B R K%, 7
TAEREE T R IR (Uric Acid, UA) 50 ML P90
KR A, PR UA 5 HF R fE A — e A
Ktk o X, A SCER ST LS . GGT (UA il
5t 773 B2 W SIS A G GBI .

1 AHESHE

1.1 — R

FERE 2020 4F 1 H & 2022 4= 1 H (8] 55 4 BX
T BE IR 1 114 .0 ) 3 ot R B g 97 44 fidt B
BECEAE XTI, AU 63 191, £ 51 19l F
YIRS (59.44+6.98) % 5 XF BRAL B 47 44, 40 50 44
RIS (58.42+6.71) %7 o T A — M GEREXT L 25
LG E L (P>0.05) , A 1] bt AW
B BE A0 PR DA ik sE o, Z i E R R O 4%
EHERES.

O 13 il B H I AARUE : OFF A PG Ty 32
U2 W MG YT 48 FE 2018) I 2 W HF ; @72 0>
I IS EL<50% ; @A SEAT IO NETF AR HEBR bR
e QG I d B 85 @A IR R a5 & Pk
R QI HIE DI REZ I .

1.2 ik

P AN 53 MACSE 32 6 2 28 MRS T A1 e ik

5mL, B A B LWL E 3 500 t/min, B0 48 10

cm) .0 10 min J5 , 224> H 3l A= A6 2 A3 (il By =
Jr BB A R ] ARG ME 20162400210) 1
AT R, SR I TR i - ask 4 A ) g 2 4G T UA 48
P, 2R FH g 28 A D0 UL, o 4% o 2T
iR i & B (o -Hydroxy Butyrate Dehydrogenase ,
o -HBDH) | LI 154 ¥ [7] T.Ji ( Creatine Kinase-MB,
CK-MB) . & % ¥ % Ji§ (Aspartate Transaminase,
AST) . JLFR i# ¥ ( Creatine Kinase, CK) . FLF i =
fif (Lactate Dehydrogenase , LDH) , >k F [ X 42 %2
W B i 9 A I GGT 46 A o I 551 347 vy 5 [ DL
o R AR

Xt HF 83 3547 98 [ 21 29 .0 JUE 5% B 2% (New
York Heart Association , NYHA ) .0 JJ g /0 2 0,
I 9% A0 BB A AE ) B AR 160 30
1 2% : HEKRTITE SR EEZ IR, — s sl 5=
I U EREEREAR s 4% - H &R ) 1% sh Il A2 B, 5
G ST SR = ) O BRAERE R, KRS E R TH
s VG ARBARE T WM = J) O BREIEAR,
TR TG S e RN e . AR B TS AR R 4y
R UG R MR A A F8AE 0, WP 08 PR X L A
A 0 ik 2 R AR 2 A, LA 25 e B T i T AR E AR
Ho BURARY /YT VAENSET B sl If & Bt
YRR T L K I T BOHLACIR ST o BEUAE AR
I g
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Lt HF & A [\].0 D BE 43 9% i .0 UL 3% L GGT .
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151 K5+ 1B B 151 250) 1}100% 5 5 5 B =[ B 14 451]
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HF &3 15 i fa s IR R 434
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K HI SPSS 27.0 e it 2 5 o3 A s , it ¢
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JG Logistic [ 5 73 A0 LG 1% . GGT . UA 545 5
HF 538 5 A0 e s DL P<0.05 22 R HoA ST

RURESSN
=i M

2 HR

2.1 WO LEFIE  GGT UA F5#n5 Hegs
W %% 40 GGT.UA.«-HBDH,CK-MB . AST.

CK .LDH f8 53 & T X IRAL, 22 R A G it &
X (P<0.05), W1,
2.2 HF BHEAFLOYIRE 900 WIS . GGT .
UA F5¥r L8

ANFELOIIRE 9 # UA (GGT M0 L% 4%
FEARACE V> H> 1 9, 2R E G ITHE X
(P<0.05). WLZ& 2,

*x1 WAHEOINEL.GGT.UA IEIRIEEIB R (v+s)

Table 1 Comparison of myocardial zymogram, GGT and UA indexes between the two groups (x+s)

2051 n UA(pmol/L)  GGT(U/L) LIS (UL
a-HBDH CK-MB AST CK LDH
ML 114 359.42+121.88 87.43+6.59  198.97+11.65  43.66+4.57 87.41+4.37 184.63x11.96  249.32+17.84
X 2 97 212.57£101.46  24.13+4.62 94.58+9.06 11.83+2.49 28.7622.45 74.24+9.23 145.69+13.22
1 9.915 86.843 71.702 61.280 117.388 74.049 47.226
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

%2 HFEEARROINED KA OHLEELE .GCT . UA FEIRILEEMR (x+5)

Table 2 Comparison of myocardial zymogram, GGT and UA indexes in HF patients with different cardiac function grades (x+s)

DIIfE UA GGT WU (UL)
n

IR (wmol/L) (L) a-HBDH CK-MB AST CK LDH
1 4% 62 302.57+137.69 83.62+4.98 163.59+9.68 35.54+3.06 77.0622.57 161.44£9.26  221.24+12.61
I 34 426.41%111.26° 89.01+6.11° 192.4712.42°  46.28+3.85° 89.63+3.94*  192.05+11.20° 272.25+16.37°
V% 18 428.7+81.53" 07.5749.26"  333.11=14.99"  66.68+4.92"  118.87+5.59"  250.49+14.97" 302.73+19.53"
FAi 6.642 12.176 6.419 7.198 20.473 7.131 6.559
P{H 0.036 0.002 0.040 0.027 <0.001 0.028 0.038

B LI T 9 HEE, P<0.05; 5.0 SR I HAE,'P<0.05.

2.3 D LEFIE .GGT UA X HF S E 2 Wi EsE AR EE 4241,

o

BT UA K I R A8 T 74.56% |\ FE SR EE A
64.95% ; BT GGT Al RALSE N 71.93% 5 5 1
N 82.47% 5 FAIGLC JIL T G I R O 77.19%
FESEIE N 73.20% ; 11 UA+GGT-+0 JIL B 564 A6 0
RAUHER 92.11% , 45 5 0 91.75% 1 & T B IUAG:
M (P<0.05), W3,

&3 OAEEE .GGT.UA f5#Rxf HF BE IS HTERE LI
Table 3 Comparison of the diagnostic performance of
myocardial zymogram, GGT and UA in HF patients
RGP Ry

it H HIE BB EHIE R

(%) (%)
UA 85 29 63 34 74.56 64.95
GGT 82 32 80 17 7193 8247
LB 88 26 71 26 7719 73.20
UA+GGT+L»
) 105 9 89 8 92.11 91.75
LR

i 5 B 47 H 3 19 UA .GGT .o-HBDH .CK-MB .
AST .CK .LDH f8# ML F 5 A R B, =251
A4tz L (P<0.05), W4,

R4 WIWMHF BEFEARBEZEST (vxs)

Table 4 Univariate analysis of poor prognosis in HF patients

(xxs)

ap EEY AR wrm e
FHR () 56.13+5.42 55.19+5.27 0.864  0.390
W (i) 13/11 42/38 0.016  0.900
SRR (4F) 5.74+0.62 5.68+0.23 0.755 0452
UA (pumol/L) 247.57+112.48 551.16+£120.69 13.531 <0.001
GGT(U/L) 82.0625.01 96.64+6.81  13.103 <0.001
:I}Eif (U/L) 182.46+9.37  227.27+11.06  23.029 <0.001
CK-MB 37.60+2.19 54.05+4.14 27.76  <0.001
AST 81.73+2.61 07.15+4.27  23.95 <0.001
CK 169.44+10.57  210.67+10.13  20.397 <0.001
LDH 192.37+16.29  346.95+17.55 47.496 <0.001

2.4 520 HF B8 s 5L Z o r
114 ) HF & v, A Bs R i HBE 72 6, 1

2.5 Ui HF & 75 a6 &
L3 4 %1 UA .GGT.a-HBDH.CK-MB . AST.
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CK .LDH #8#5-h H 2 i , £ Z N R Wras R iR .
UA .GGT .a-HBDH ,CK-MB .AST .CK .LDH & #5

JE S W HE &% B 1918 B N R (P<0.05) .
W5,

x5 FoWTRAEHNEXERE

Table 5 Significance and assignment of factors to be analyzed

WH AR WA Wald {8 OR Y 95% CI P
UA <300 pmol/L=0;>300 wmol/L=1 8.446 8.574 1.254~11.361 0.012
GGT <50 U/L=0;>50 U/L=1 7.931 5.426 1.026~8.112 0.07
o-HBDH <155 U/L=0;>155 U/L=1 10.843 8.973 1.110~11.694 0.001
CK-MB <20 U/L=0;>20 U/L=1 5.671 4.267 1.273~7.429 0.018
AST <40 U/L=0;>40 U/L=1 10.926 7.516 1.026~10.986 0.001
CK <120 U/L=0;>120 U/L=1 9.453 8.582 1.693~10.743 0.026
LDH 109~185 U/L=0;>185 U/L=1 5.376 5.597 1.457~8.028 0.003
3 it TEIC AR I AR RS R = T A UA LGGT

LA, X F HF iR 4 b5 %, 1
FAREZAYRIT WL R T X ek R, R4
N, 78 HE B H0 Wr B 38CR P AS 5 A iR 47 R
ABFFE . 3 E HF B8 2 LI, H R &
N A B S B R A i T A
S E=ElNTIE

Il RBFFEIER , HF 35 R [ B Q2 AL
IR RE TR S8, IO 2 AR Y GGT
JE— T R EAEAE T AL 20 0 (R T, BE 2 M 41 B Y
AN RSV, — 7 18 30 e 44 T4 P 4 B H I
NI A N E = A VR A = B N
GGT i BefEHE A I 72 e T AR 531 , 53 ™ P g
ah G R A EARVE R BT, s 1 LA
ER VAR 8 VA TE= R AR €= K7 IR 2T/
o R e URA R AE . AR A R B,
%241 GGT $8%r = TXBRZH , 5 [E 41 Omote' ' 4515 W)
Hro MO, UA Z—Fil o) BOh IR Z e 59
SIUURRAE I AE BE , 5 B AR M SO, AT 0 MLAAR B5E
MALE], e MR B, [ UA S &5 &
AREAL, s R AR, b R R O LS
1% 71391 €0 4% «-HBDH ,CK-MB ,AST .CK .LDH, £
F 2O LATLAR A A 5 B, T 2 B A AE T AL
RS, HKSE R — e R R L AT e e LAz 4
L. 5 Carnicell 576X 12 P00 ) 52 ol 1 iE
A5 O FIL T8 A I B 38 s A &8 SR — 30, J94h , AR
BRARFELIIRE S HEH UA GGT Ko WL % 45
FERRKF V> 9> 1 9, Uil HE B350 0E)
e TE B 5 UA . GGT J2.0> WL 1%+ o-HBDH
CK-MB , AST.,CK ,LDH 8 ¥ Ft & 77 16 — & 4 5%
Peo 5 —J7 i, AR S R R W] UA+GGT+L LG

O VRGP A o 43 AT HC D o0 AL AR T %o
DReRA 8 m i U {H HF R E 2 A B E
PIE A B B = ER W) 5 5 R iR12
1M UA S GGT i Il ¥4 B 76 A [H) )2 [ X HF &8 % i
Triglr, —Fhka il K2 5K, ARt s 1
HF M2 iR RE o 0 an il &5 78 SR AT 1% PR R 5
P M0 g 3t FR B T (A A G PR AT R B Y i
1 h UA 85 5 25Ul HE B E R IR £ 2 —,
O R TBE S ™ B, KO R, 5 A R IE 45
R—2, $28 UA 5 HF B E FlUG B UIAIE . [RIAT,
B ST 45 R AR X e R R 5 HF kAR R JRAE1E %
VICHE o (DA 45 3 510 2 55 P50 )
T FBE TR AR S ) &5 AT e 22 5%, 0T
FRE A AR AR B ik /D A A B il 3
FEARGEAE SRS AR G T — & m R
P, it — 2 R T

25 bR, BES UA L GGT . O LG 15 46 00 %t
HF £ 5 A B 2 Wi aie , UA L GGT . 0 WL 3%
TE bR 5 HF BE TS A — i HH G

&% 3k

(1] =, g SR MBS BB 125 F1 N S i 4 Ik A 7R 7K
S 1 P T T R AR B A BN (0], P E
k24, 2020,43(10) : 892-895.

(2] JEE 2500, WERRA , 25 . 0 7 5508 B SN T RDW I NT-
pro-BNP H A R Xt 1 PR 12 B A 43 9 1 AH ek oT [T ). 31
fRAG I B2 4235, 2020,35(5) :65-67,72.

(3] EFF. i 2L B O WUE A AL WA AR 5 b iE P 7R 0 g
V12 W7 K TR AR R I R AR (). RS B A 0 ik
MM Z4, 2021,19(21) : 3720-3726.

(4]  FEbp, T, SKE G . M BNP KFAE O 508 4 ok
W TG Sz Wi SCLT ). b 52862 Wi, 2020, 24(6) ¢

805-899. (F4#4%2397W)
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HPERL G- i E A LE (A S 2 AR Z AR S HE A
i

RATE™ A& FREFH

(# ZE] H& 50 Moboge i -k g0 j L (8 (NLR) 5 2 AR 25 A 1E (MS) T FL41 43 1 5%
Fo HiE BEI2020 4F 1 A % 2021 4 12 7 TR BH B B A7 B 22 BHAYT 19 2 4F MS % o7 ilfE R
MS 41, 53 BEMUEE FEAKT #2500 AR X IR o Geit o W4 ZER WEkt . MRIEAS[R] NLR /K7 DU 43 55 3
A, Q1 4l (<1.40)47 #i Q2 41 (1.41~1.73)47 #i] .Q3 41 (1.74~2.40)47 {4l . Q4 41 (=2.41)46 #il, R Z
% Logistic [ 43 HT NLR 5 MS K41 7319 E Z o 231 ROC M PTAl NLR X &4 MS [ 1 F il 4
. &R MSYUFER AT FEEC. & I U4 i (SBP) 475K & (DBP) | & IfUBE . 45 I8 14 (FPG) |
20 & (HAble) JEFE S E B (TC)  H Ml =85 (TG) K% B IS 5 1 U [ i (LDL-C ) .NLR .MS
AN KO TR IR, 25 % B % 4 11 I [ B (HDL-C) A5 3 19 B /N BR 8 5 3R (eGFR ) 7K F- Y% T %)
HEZH (P<0.05) . Q4 A5 I 45 40 L /=7 IR L vy I (W FRl . TG NLR & MS 4140 B 2 & F Q1 41 . Q2 41 .
Q3 4 (P<0.05) . Logistic [F1IH 73745 R iR , & IE4E#$ . TC \LDL-C J5 , NLR 5 HC P JHE | e 1l s 52 0E
A (P<0.05) . ROC HiZe 43 HT , NLR T 47 MS KU (1 5URR B hy 45.36% , 45 521 R 72.45% , it 46 T T
A 0.593(95%CI - 0.541~0.624, P<0.05) , 7 2.16. £ NLR 534 MS A6, 5o IR RE | & 1
JEABLAHIE , NLR W] BBk BN & 4F MS IR bRz —
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Analysis of the relationship between neutrophil-lymphocyte ratio and metabolic syndrome
and its components in the elderly

DENG Pengfei'*, CHENG Lei', ZHENG Xuefeng’

(1. Department of Geriatrics, Huainan Chaoyang Hospital, Huainan, Anhui, China, 232007 ; 2. Department of
Endocrinology , Huainan Chaoyang Hospital, Huainan, Anhui, China, 232007)

[ABSTRACT] Objective To analyze the relationship between neutrophil - lymphocyte ratio (NLR)
and metabolic syndrome (MS) and its components in the elderly. Methods 97 elderly MS patients treated in
the Department of Geriatrics of Huainan Chaoyang Hospital from January 2020 to December 2021 were selected
as the MS group, and 90 healthy people were selected as the control group. The baseline data of the two groups
were statistically analyzed. In addition, according to the different NLR quartiles, they were divided into four
groups: group Q1 (<1.40) 47 cases, group Q2 (1.41~1.73) 47 cases, group Q3 (1.74~2.40) 47 cases, and
group Q4 (=2.41)46 cases. Multivariate logistic regression was used to analyze the relationship between NLR
and MS and their components. ROC curve was drawn to evaluate the predictive value of NLR in elderly MS
patients. Result The age, body mass index, hypertension, SBP, DBP, hyperglycemia, FPG, HAblc, waist
circumference, TC, TG, LDL-C, NLR, and the number of components in MS group were higher than those
in the control group, while HDL-C and eGFR water were lower than those in the control group (P<0.05). The
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body mass index, hypertension, hyperglycemia, waist circumference, TG, NLR and MS components in

group Q4 were significantly higher than those in group Q1, Q2 and Q3 (P<0.05). Logistic regression analysis

showed that after adjusting for age, TC, LDL-C, NLR was positively correlated with central obesity and

hypertension (P<0.05) ; ROC curve analysis showed that the sensitivity and specificity of NLR in predicting
the risk of MS in the elderly were 45.36% , 72.45% , the area under the curve was 0.593 (95% CI: 0.541~
0.624,, P<0.05), and the cut-off value was 2.16. Conclusion NLR is related to MS in the elderly, central

obesity and hypertension. NLR may be one of the indicators to predict MS in the elderly.

[KEY WORDS]

R 25 A 1E (Metabolic syndrome , MS ) J&— 21
AR S 8 R0, A B R AR S o TR B R KT
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IKAP BT A TS AN R 4878 NLR 7] B A 2K
S PEAL RAE S B AR bR . BRILZ AN A I C
07 2 145 AT AR AR A I, NLR A6 0 2% FIAIC (#24F
T R AT B, HLolm R e, © R Y
HME SRR T Z — o AR IR B R MS 1Y fE 58 B
o P, ABFTEE XS A MS BE X — 4k AT
PRI NLR 5 MS B R

1 ARSI

11—k

PEHL 2020 4F 1 F & 2021 4F 12 H T 1w 8 1
& B 41 B2 2E B IT 1 2 4 MS BE 97 BIME N
MS 41, U 5 Bl R R K 5 90 44 AR R X B4
I3 AMERIEAN [ NLR 7K P04 5057 8500 4 41, Q1 41
(<1.40)47 7] Q2 £H (1.41~1.73)47 5] .Q3 £H (1.74~
2.40)47 Bl . Q4 4 (=2.41)46 . HeBRbruE: D&
FRIRGL MEAE T BE S E L HUIR BRI R R
o CEPE R A B e M s @ A NI T BE
BREf R PR s Qi — A H N TR A
7 R R E B R AR L S 2 NG e AT
TFEUIBRAR; @ILL TR AT E . AT 4
A P B BE A0 B 01 2 A AL BT A R B
J& Y2 B I R A
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1.2 2

R 4 2005 4F [ Frop bR s B¢ 22 (International
Diabetes Federation , IDF) "%} MS [ 48 5& 12 Wi b 1
F e MS, Horbfd 45 00 555 o s PR R e (R
il B3 P=90 cm, Z =80 cm) , & FF T 51 2 i &,
PAE - O H i = B8 (triglyceride , TG ) =1.7 mmol/L,
B O AT HA YR YT 5 @ B B IR A IE T
(high-density lipoproteincholesterol , HDL-C ) : 5
<1.03 mmol/L, % 1 <1.29 mmol/L, 5§ & #F 17 H At
IR IT s @I « Y 46 (Systolic Blood Pressure,
SBP) =130 mmHg 1 &7 5K J& (diastolic Blood Pres-
sure, DBP)=85 mmHg , 50412 A = 1l JE 4741
N B IR YT s @75 I8 1L BE (fasting plasma glucose,
FPG)=5.6 mmol/L , (12 g 2 BB IR .
1.3 WEAEHR

RAR P (B3 10 mL 28 B KL, 250> 15 min
(4 000 r/min, B0 =7.5 cm) , BUIIL & 75 K .
I LR 3 H B4R 121 8 1 (Glycosylated hemo-
globin , HAblc) ] /& &80 AH 4,335 12 %€ . FPG .
B4 JH [ B (total cholesterol, TC) . TG . i %% & g
F5 M MH & B (high-density lipoproteincholesterol ,
HDL-C) . ik % B B &5 11 10 [#] B (low - density lipo-
protein cholesterol , LDL-C ) F 4= H sl 4= 46 23 #r43
FE o I E R I A A AR T, I 11530 NLR 7K,
NLR 55 23 2 : NLR= 1 4 47 21 i 71 % (absolute
neutrophil count, NEU )/ I 4 }fg 31 %4 (Total lym-
phocyte count, LYM) . i 55 i ' /N 3K 0% 3
(epidermal growth factor receptore , eGFR) 11 & /v
A R 3E E M ONE AT W e AR A
(chronic kidney disease epidemiology collaboration,
CKD-EPD) * i1 i A XA 715
1.4 Gutsorik

K 1 SPSS 22.0 B AF BEAT K dha b 2R, T+ ECFORE
Phn(%) 3w, RH @K it R DL (x2s)
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LSD-t #2585 . >k H £ K % Logistic [7] 553 #T . Pear-
son FH &2 B, DABR 44 57 5 1 4R 1, 35 AN [A]
DL NLR 7K - (9 P4 5357 %8 P\ Pos  Pos . Pos S 49 15, DA
PAE N2, 2 NLR 5 MS JRUES Y B2 il 4 37 7
BSR4, 22 ROC 2k P74l NLR X &4 MS i
FHINE . P<0.05 hZEFAH SRR X,

2 H#HR

2.1 PR VOR LR

MS ZAE S A 5T i 5 41 I . SBP . DBP .
i I ## . FPG . HAblc, £ [f] , TC, TG.LDL-C,
NLR .MS 4 53 %03 T X B2 , HDL-C . eGFR
IKOFBARF X B4l 22 5 A Gt e B L (p<
0.05). W1,
2.2 KA NLR /KL VR LR

A MS WAHAER MS K95 IR H
I =5 1% (HAb1e MR . TC . TG .eGFR .NLR }%
MS 722 T G T2EE L(P<0.05) . Q4 ALK
AR S = IO EEE TG \NLR & MS 4143
W T Q141 .Q2 41 .Q3 4H(P<0.05), W32,
2.3 NLR 5 MS K HA /1K HR

Logistic [ 9 70 A 45 s , KL IE AR R\ TC
LDL-C Ji, NLR 5 s0o PR AR B |5 I H 52 0E A0 ¢
(P<0.05), WL# 3.

F1 MAELABLE [ (vxs),n(%) ]
Table 1 Comparison of baseline data between the two groups
[(x£s),n(%)]

(%) 74.59+10.25 70.40+9.53  2.888  0.004
Ll

5 34(35.05)  50(55.56) 2039 0.005

5’y 63(64.95)  40(44.44)
TR R (kg/m®)  23.16£2.02 21.43£2.18 5632  <0.001
e I CF61)850) 63(64.94)  26(28.88)  24.337 <0.001
SBP(mmHg) 141.03£13.74 135.08+15.20  2.811  0.005
DBP(mmHg) 77.26+7.69  74.10£854 2662  0.008
1= AR (451550 23(23.71)  10(11.11) 5.100  0.023
FPG (mmol/L) 6512238  5.59+1.97 2867  0.004
HAblc(%) 5.93+0.63 5.48%0.51 5.343  <0.001
JEE PRl (em) 83.20£6.14  80.63%£5.77 2943  0.003
TC (mmol/L) 5.26+0.75  5.02+0.87 2024  0.044
TG(mmol/L ) 1.25+0.48  0.87#0.35  6.145 <0.001
HDL-C (mmol/L ) 1.64+0.39  1.87#048  3.607 <0.001
LDL-C(mmol/L) 3.27%0.71 3.02£0.63 2539 0.011
f?nfi[ﬁg/ )] 69.82+0.74 72.95+10.25 2141  0.033
NLR 2.39+0.86  1.68+0.53  6.734 <0.001
MS 4155 (A4>) 3.4620.71 1.50£0.62  20.041 <0.001

2.4 ROC HhZe5Hr

NLR 5l & 4 MS KU 1) f508k B2 Ry 0.454.,
e 0725, th £ °F AL A 0.593 (95% CI-:
0.541~0.624., P<0.05) , #UB{E 2.16, VLI 1,

F2 AENLRAKFELFRLE [(v+s),n(%)]
Table 2 Comparison of baseline data of different NLR levels [ (xs),n(%) ]

i H Q1 41 (n=47) Q241 (n=47) Q3 41 (n=47) Q4 #(n=46) tly H P
AR (%) 74.28+7.13 71.48+8.25 72.63+6.89 69.53+7.43 3.348 0.020
el
5 21(44.68) 22(46.81) 19(40.43) 22(47.83)
0.610 0.894
%S 26(55.32) 25(53.19) 28(59.57) 24(52.17)
MS (%1 %0) 16(34.04) 22(46.80) 25(53.19) 34(73.91)" 15.452 <0.001
T 6 4k (kg/m?) 21.36+2.10 22.47+2.25" 22.63+2.38° 23.79+2.46™ 8.683 <0.001
e I (50 13(27.65) 19(40.42) 24.(51.06)" 33(71.73)™ 19.435 <0.001
SBP(mmHg ) 138.62+15.23 136.25+16.58 135.48+16.22 137.88+15.43 0.388 0.762
DBP(mmHg) 77.25%+6.50 76.89+7.15 76.37+8.79 77.53+9.13 0.184 0.907
e IR (4911450 3(6.38) 5(10.63) 7(14.89) 16(34.78)™ 15.851 <0.001
FPG(mmol/L) 5.82+0.71 5.99+0.84 6.01x0.75 6.05+1.12 0.639 0.591
HAblc(%) 5.63+0.39 5.72+0.41 5.76+0.34 5.86+0.43" 2.727 0.045
JEEFE (cm) 77.80+7.29 79.768.16 80.59+7.76 84.75+6.39™ 7.188 <0.001
TC(mmol/L) 5.02+0.32 5.14+0.43 5.200.66 5.32+0.58"° 2.744 0.045
TG (mmol/L) 0.96x0.40 1.02+0.38 1.03+0.41 1.22+0.50"™ 3.260 0.023
HDL-C(mmol/L) 1.76+0.42 1.78+0.39 1.81+0.39 1.73+0.41 0.325 0.807
LDL-C(mmol/L) 3.15+0.63 3.22+0.70 3.34+0.68 3.26+0.84 0.577 0.631
eGFR[ mL/(min-1.73m?) ] 67.49+13.94 71.13+9.58 72.03+9.15 73.68+7.70" 2.973 0.033
NLR 1.69+0.66 1.82+0.59 2.05+0.70 2.38+0.53" 10.914 <0.001
MS 2153 (4) 2.30+0.59 2.45+0.39 2.57+0.54 2.9420.71" 10.724 <0.001

W5 Q1AM ,P<0.05; 5 Q2 41t , °P<0.05; 5 Q3 4t , P<0.05,
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Table 3 Relationship between NLR and MS and its components

Q24 Q34 Q44 .
WiH PAH
OR fH 95% CI OR fii 95%CI OR i 95% CI
MS
PR TR IE) 1.270 0.861~1.855 1.425 0.951~2.080 2.591 1.745~3.906  <0.001
FREAL 2(RHFEIE) 1.403 0.954~2.062 1.583 1.052~2.343 3.120 2.072~4.701 <0.001
S 3 (#2 IE 4% .\ TC .LDL-C) 1.472 0.940~2.073 1.638 1.104~2.405 3.145 2.161~4.71 <0.001
PR R e (B IE4F % . TC \LDL-C) 1.523 1.021~2.235 1.623 1.105~2.387 3.328 2.227~4.977  <0.001
5 1L (8 1IE4F#% .\ TC .LDL-C) 0.971 0.624~1.557 1.154 0.721~1.854 2.286 1.348~3.869 0.006
FPG {5 (£ 1IE4F# . TC .LDL-C) 1.368 0.872~2.116 1.367 0.886~2.127 1.837 1.162~2.921 0.076
TG s i (B IE4F#% . TC \LDL-C) 1.076 0.765~1.879 1.511 0.925~2.258 1.407 1.336~2.797 0.065
HDL-C f i (£ 1E 4% . TC .LDL-C) 1.082 0.713~1.622 1.466 0.975~2.223 1.567 1.046~2.376 0.083
H QLA NS,
10 — P RAE , B EAT TR S B AL R A, AR R AE RE
081 //’ NLR AT i L HE AL 1B A0 I H - B AR DR DA R R PR e F
i — 5ok N 2N N — ¥ N LY
ool S T B VR 1B 5 R AR 2l i, 5 b [R]  3 RE 3 1 A
ol T 5 4 AR [ T 5 R A5 S i i
W 7 2L i e 5 2 R R 7 PR e 2 i 1
) . A AR RAE 5 5 R HRBOA EAE A, 1 0%
0 0.2 0.4 0.6 0.8 1.0 W ~ Ny K K
B PEAEER, 4kini 5 | & 5 Z A Gl B o

B 1 ROC HiZ5if
Figure 2 ROC Curve Analysis

3 i

MS B J2 93 2R 32 A1 I 5 M), A0 g H ke A UL
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CITFHDEPEIFEMEH HBx .miR-122 &8 Kl A S

MRAE B RIRIk Rasr

(8 E] B8 W58 IR (HCC) i Z i 7 X 4K 1 (HBxX) L f#/)s RNA (miR )-122
FERMMIEHE RIS X, Fik 0E$E 20184E 3 A 2 2020 4F 4 A W 7E ARV 42 PG FRITAT 28 ) v
[ B2 FARYIBR I ARG HCC B E AR 4, I8 HCC 414 fIfa 5741 40, K I HBx Ay BH 2634
&, miR-122 AL 53185 H G1 (cyclinG1) (X ZEBH T4 & H (XIAP) | B-7E ¥ 25 H (B-catenin ) ) mRNA
FERAKE i B I TCEAF (DFS) FLEA A7 (OS) 1. 458 HCC A4 HBx FYBHIEFHER I cyclinG1
XIAP ., B-catenin () mRNA kK5 T o5 4120, miR-122 ()RR AR TS 4, 2 A Gl aF
L (P<0.05) ; HBx FHIEFRIA A HCC 4141 H miR-122 (35K T HBx BIPEFR A HCC 444, cyclinG1 .
XIAP . B-catenin [ mRNA ik /K5 T HBx BIPEZR LAY HCC 4H4, 22 A Git2: 5 L (P<0.05) ;HCC 4

AU miR-122 [958 7K -5 cyclinG1 (r=-0.361) . XIAP(r=-0.412) , B-catenin (r=—0.391) i) mRNA 3k /K
SR A (P<0.05) 5 I R 43 T~V 1 & 51 Bk B = 1) HCC 2123 HBx 1 PR 3638 2 8 11 PR 43 11
I L3 ARG I AR 1) HCC 2041, miR-122 Y 3R ACHAR TG IR 23001 T 91 ARG IR R HCC

HY, 2R A G L(P<0.05) ;HBx FHIE A \miR-122 Fik<i i 501 HCC % BRI DFS R ZFL O
?ﬁi’%ﬂi&? HBx Bﬂﬁ%%ﬁ “miR-122 FE=H A HCC . (P<0.05) ., %518 ZJFHIE HCC h HBx B r*f
Fik 5 miR-122 FIRFEATEAT A, P 3 R HE HCC W BEISE R T TR5 AN R o
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Expression and clinical significance of HBx and miR - 122 in hepatitis B related
hepatocellular carcinoma

CHEN Donghai, HONG Mei, ZHANG Yilin, ZHOU Hongmei*

(Central Hospital of Jiaozuo Coal Industry (Group) Co., Ltd., Jiaozuo, Henan, China, 454000)

[ABSTRACT] Objective To study the correlation of HBx and hepatitis B virus X protein (HBx) and
microRNA (miR) - 122 expression in hepatitis B related hepatocellular carcinoma (HCC) and its clinical
significance. Methods Patients with hepatitis B related HCC who underwent surgical resection in Central
Hospital of Jiaozuo Coal Industry Group Co., Ltd from March 2018 to April 2020 were selected as the research
objects. HCC tissues and adjacent tissues were collected for the detection the positive expression rate of HBx,
mRNA expression level miR-122, cyclin G1, X-linked inhibitor of apoptosis protein (XIAP), B-catenin. The
disease - free survival (DFS) and overall survival (OS) of patients were followed up. Results The positive
expression rate of HBx and the mRNA expression levels of CyclinG1, XIAP, B-catenin in HCC tissues were
higher than those in adjacent tissues, and the expression level of miR - 122 was lower than that in adjacent
tissues, the difference was statistically significant (P<0.05). The expression level of miR-122 in HCC tissues
with HBx positive expression was lower than that in HCC tissues with HBx negative expression, and the mRNA
expression levels of CyclinGl, XIAP, B-catenin were higher than those in HCC tissues with HBx negative
expression, the difference was statistically significant (P<0.05). The expression level of miR -122 in HCC
tissues was negatively correlated with the mRNA expression level of CyclinG1 (r=—0.361) , XIAP (r=—0.412)
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B-catenin (r=-0.391) (P<0.05). The positive expression rate of HBx in clinical stage Il ~IV HCC tissues with
vascular invasion was higher than that in clinical stage I ~ Il HCC tissues without vascular invasion, and the
expression level of miR - 122 was lower than that in clinical stage I ~ Il without vascular infiltration, the
difference was statistically significant (P<0.05). The cumulative DFS rate and cumulative OS rate of HCC
patients with HBx positive expression and miR-122 expression < median were lower than those of HCC patients
with HBx negative expression and miR - 122 expression = median (P<0.05). Conclusion The positive

expression of HBx in hepatitis B-related HCC is correlated with the decreased expression of miR-122, both of

which promote the pathological progression and poor prognosis of HCC.

[KEY WORDS] HCC; HBx; MicroRNA-122; Correlation
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Figure 1 Comparison of DFS and OS in HCC patients with different miR-122 and HBx expression
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(5 E] B UFgfisv: TR E 4P 4(CTLA-4) K 27854 K HAM 5686 1 5 I & kA
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TP A IS B PBC £ 3 3L 78 1 SRy 191 4, 35k 485 ) R S0 A o8 %) it BRE A AG: 25 60 f31) Sy o A, G 0 794 40 1
15231775 153087243 PR AT IR Z 451 (SNP) , K AME 1L 4> CTLA-4 ] i ¥ CTLA-4 (sCTLA-4) B9 B, JF:
43 #7 CTLA-4 . sCTLA-4 5 ALT .AST .GGT .ALP (A cPE. R 1s231775.1s3087243 242 PCR 4 ¥4 )5 H
BYFE K R 43 A 534 bp . 283 bpo FR B4 1231775 A AG F= AL EL ] GG 3 R AL L ] G 465 o7 36 R 3T R
Fe 153087243 (1) GA FE R 78 Lb 45 147 B S s % IR AT, 22 53 e it 2238 L (P<0.05) , H U2 5 PBC [ X
B A7 AE 22 5705024 3 L (P<0.05) , P4 153087243 S50 JL U R Ho g, 22 R RS T 247 L (P>0.05) ;
95 191 41 /1 J] 1. CTLA-4  sCTLA-4 ¥& FE B @ AIG F X R4, 22 520 Se 1124 8 L (P<0.05) 5 A1 5 43 BT B 7w
CTLA-4 7K ¥ 5 GGT 7K i £ #H 56 (P<0.05) , sCTLA-4 5 ALT .AST .GGT . ALP 25 % L4 i ¢ & L (P>
0.05) ; ROC [t £k .75 CTLA-4 12 Wiy PBC 1 1Y BUBSEE K 85.00% ¢ 5 B Ty 71.40% , 1 26T T FR (AUC)
h0.827, #5188 15231775 1Y AG A AL GG 3 FI A | G % 3 5 PBC O KU A7 7E B A O
P ; CTLA-4 5 GGT #74E B S AH I , 3+ HLAEWS X PBC iU 45 T2 G .
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Correlation between CTLA-4 gene polymorphism and its related proteins and primary
biliary cholangitis

FENG Jing', HUANG Yi’, WANG Qi’, HUANG Shan'*

(1. School of clinical Laboratory Science, Guizhou Medical University, Guiyang, Guizhou, China, 550000 ;
2. Department of Hepatology, Chongqing Hospital of Traditional Chinese Medicine, Chongqing, China, 40021;
3. Department of Pharmacy, Chongqing Hospital of Traditional Chinese Medicine, Chongging, China, 40021)

[ABSTRACT] Objective To study the relationship between the cytotoxic T lymphocyte antigen 4
(CTLA-4) gene polymorphism and its related proteins and primary biliary cholangitis (PBC), and to find new
serological indicators for the diagnosis of PBC. Methods A total of 78 patients with PBC in Chongqing
Hospital of Traditional Chinese Medicine from October 2019 to October 2021 were selected as the PBC group.
At the same time, 60 healthy were selected from our hospital as the control group. The rs231775, rs3087243
single nucleotide polymorphisms, the CTLA-4 and sCTLA-4 concentrations in peripheral blood between the
two groups were detected, and the correlation between CTLA-4, sCTLA-4 and ALT, AST, GGT, ALP was
analyzed. Results The target genes of rs231775 and rs3087243 were 534 bp and 283 bp respectively after PCR
amplification. The AG genotype ratio, GG genotype ratio, G allele frequency of rs231775 and GA genotype
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ratio of rs3087243 in the case group were significantly higher than those in the control group, and the difference

was statistically significant (P<0.05). There was a significant correlation between the four and the risk of PBC

(P<0.05), and there was no significant difference in the frequency of rs3087243 alleles between the two groups

(P>0.05). The concentrations of CTLA-4 and sCTLA-4 in the PBC group were significantly lower than those in

the control group (P<0.05), and the difference was statistically significant. Correlation analysis showed that
CTLA-4 was negatively correlated with GGT levels (P<0.05), while sSCTLA-4 had no significant correlation
with ALT, AST, GGT, and ALP (P>0.05). The ROC curve showed that the sensitivity of CTLA-4 to diagnose
PBC was 85.00% , the specificity was 71.40% , and the area under the curve (AUC) was 0.827. Conclusion
The AG genotype, GG genotype and G allele of rs231775 are significantly correlated with the risk of PBC.

CTLA-4 is significantly correlated with GGT, and can make a more accurate diagnosis of PBC.
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& #1125 wL S AA & 7E BIO-RAD CFX Connect
PCR Y3 17 PCR RN, HAR S B 45440 T - 94°C
TS 4 min; 94°CAEME 30 s,60°CIE K 30 s, 72°CHE
i1 30 s, JLEAT 35 RAGIR , 72°CALEH 10 min, 1Y
k)G ACHRAE. @R AL T2 7 DNA 7 it
Fr1fE Marker (100~600 bp) , X438 ;= 9 47 2% Bt
HEMEEERS VK . @rs231775.1s3087243 H AL H Y-
HEA5 o Ad S — AT RS DU B AR A SNP ( H
(49 35 DR 0 o] — R pl I & TP S 2 E A ) SE R ) o
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1.2.2 CTLA-4 sCTLA-4 [ 4

X E 3R R AE LI, >R FH TR EEC 6 988 W oph 2 (o)
BWE H TR AEY)) Kl CTLA-4  sCTLA-4,
ErE e IO S Ul Bk T
1.3 Guitefabsg

K FH SPSS 19.0 #4740 124 b B 5 & 00 Rkt
75 2255 o, A 2255, L (k2 s) ik, A7 ¢
K 56 43 M, 47 7 22 AN 55 LA M (Pos~P) 138, 3847
S BB A 56 20 15 THECH B A n (%) Fow
1T 7 Ku g s Z M7 S L R A 54 6 R 5 R
B9 U 43 B R FH AR 25 1F Logistic 019315 LA e
(odds ratio, OR) , LL OR & 95% CI 3 7~ #H X K&
B 5 FH 2R Spearman 73 #r 5 SR 3210 % T A/EHr
fEHh 2k (ROC) X2 Wi AL B #EA T4 5 LA P<0.05 3%
INESAGIFE L

2 #£R
2.1 1s231775.1s3087243 ¥ 34 7= W) 2% B i bl it
iz i, Yk K i

15231775 . 153087243 £ PCR ¥ 14 5 H iy %
943 51 Sk 534 bp L 283 bp, XF H 4 5 K #E1T 2%
By I B R i H Wk S L B 15 1s231775 | 153087243
H Y 3 B A7 1E ) A7 5 00, 45 3 R [
LE 2,

2.2 WL 5% B 4H rs231775 . rs3087243 4% i ]
R SR IE A

556 R B A, 9 B 4 1Y 15231775 GG
LGB AG KB LE 5] L G A o kR B R K
rs3087243 1) GA & K 7 L 5 ¥ B W T+, 22 5

600 bp 600 bp
500 bp ";8:: gp
400 bp 400 bp
300 bp 300 bp
200 bp 200 bp
100 bp 100 bp
Marker 1 2 3 4 Marker 1 2 3 4 5

T AB 418 15231775 153087243 , 1~3 KR 5 Bl 41, 4~5 R
fett FEXT 2
E1 #8751 2% s HE B AL B ik
Figure 1 2% agarose gel electrophoresis of amplified

products

Hrab.c /0l h rs231775 AA B AG B GG ,d e .f 53 5 H
153087243 GG #! \GA #1 AA I,
2 1s231775.1s3087243 IE [E i s iU 5
Figure 2 rs231775.rs3087243 forward site sequencing map

eitaa L (P<0.05) , H U4 H#I6ER4 i PBC (1) (&
I KU (P<0.05) 5 T 41 rs3087243 45 v JE [ 41 %
W, 2R TG E L (P>0.05), L& .2,
2.3 2 5 Xt REZH ABJE] il CTLA-4 .sCTLA-4 ik
JE L

55 %k B84 e g, 9 ) 2H A0 R I Y9 CTLA-4
sCTLA-4 V& EESIIAR, 22 RA Gei T2 5 X (P<0.05) .
W23,

®1 ROIARIRAs231775 EERB EMEFELLEK (2(%) ]
Table 1 Comparison of genotypes and alleles of rs231775 in case group and control group [1(%) ]

g 15231775 45 S rs231775 4545 (i 3L A
n AA AG GG n A G
I B 21 78 6(7.69) 37(47.44) 35(44.87) 156 49(31.41) 107(68.59)
X RE 2 60 18(30.00) 24.(40.00) 18(30.00) 120 60(50.00) 60(50.00)
Paic] 8.760 11.175 9.809
P1H 0.003 0.001 0.003
K2 HHIARITBATs3087243 FEFE R M ERLLE (0(%) ]
Table 2 Comparison of genotypes and alleles of rs3087243 in case group and control group [7(%) |
o 1s3087243 45 HL K 1 153087243 45 %57 F& A
n GG GA AA n G A
g 161 21 78 45(57.68) 30(38.46) 3(3.86) 156 120(75.00) 36(25.00)
X R ZH 60 46(76.67) 12(20.00) 2(3.33) 120 52(86.67) 8(13.33)
P! 5.645 0.211 2.536
P{H 0.018 0.646 0.111




BT ST 4eaE 2023421 45154 #5241 J Mol Diagn Ther, February 2023, Vol. 15 No. 2 - 247 -

*3 ROIESITERASNE M CTLA-4,sCTLA-4 iRE L
[(x£s), M(Py~Ps) ]
Table 3 Comparison of CTLA-4 and sCTLA-4
concentrations in peripheral blood between case group and

control group [ (x+s), M(Py~Ps) ]

25 n CTLA-4(ng/mL)  sCTLA-4(ng/mL)
g 191 441 78 3.66+1.78 0.29(0.00~0.63 )
X AL 60 6.00£5.09 0.54(0.00~0.83)

/714 2.48 -1.13

P 0.016 0.043

2.4 HMAEIM CTLA-4 sCTLA-4 /K V-5 ALT \AST.
GGT .ALP 7KV AH 1

FAATHT o, AME Il CTLA-4 7K F- 5 - A&
Pk L 5 7% 1§ (gamma- glutamyltransferase , GGT) 7K
P2 R G (P<0.05) , 5 T8 2R 2 5L e 74 T (ala-
nine aminotransferase,, ALT) . K| ] & % R A R 5415
fiff (aspartate aminotransferase , AST ) | M fisi P4 il 19 it
(alkaline phosphatase , ALP) 7K *F- 34 JG B & AH 5¢ 4
(P>0.05) ;sSCTLA-4 7K~F-5 ALT .AST .GGT ;& ALP
K 2E R GE 7 L(P>0.05) . W3R 4,

4 SMNEIM CTLA-4.sCTLA4 7K F 5 ALT,AST.GGT
B ALP 7k F B8 %1%
Table 4 Correlation of peripheral blood CTLA-4 levels and
SCTLA-4 levels with ALT, AST, GGT and ALP levels

ALT AST GGT ALP
rf& PEH r PHE rEH PHE A PHE

kst

CTLA-4 -0.193 0.268 —0.159 0.360 —0.447 0.007 —0.215 0.214
sCTLA-4 —0.097 0.579 —0.028 0.873 0.038 0.826 0.110 0.528

2.5 AME I CTLA-4 . sCTLA-4 HYi2 W3k fig

R ROC Hh £k 53 #r , CTLA-4 2 Wi A PBC
OB N 0.850 FF S 0.714, BZE T 1| L (AUC)
H0.827(95% CI=0.755~0.899) ; sSCTLA-4 i2 Wi}y
PBC 1 U2 % 0.667 5 8 R 0.486, AUC Hy
0.583(95% CI=0.486~0.682) ., WLIE 3,

1o 2
CTLA4
SCTLA4

0.8

i

U
=

0.2

0 02 04 06 08 1.0
-5 i
B3 4ME M CTLA4.sCTLA-4 Xf PBC B2 B %4 B¢
ROC Hi £
Figure 3 ROC curve of diagnostic efficacy of peripheral
blood CTLA4 and sCTLA-4 for PBC

3 it

PBC & —FhZ it N R M 2 A & Rt
JHF95 , FER R HH 50 1) a8 4% B Jet: | o) [) B AU A
AT F B e BRI AT, 45 4L iR PBC 19—
PEfc . PBC Gy JE 3k IR 2 245 A2 4 a4t
J L RRT AR N 26 AN Bt SR 3 P (i CTLTA-4 3
VR HBE R 5 Ay K 2 5 G e PR T M
O, 3K 2 W G 28 R 5 3 I ZE L AT REAE PBC 1Y AR
H SCEMER

CTLA-4 B TR K/INZIN 6.2 kb, i 4 MHME T
M3 ANNE TR BTFIKTE RN F 1 4ifi5,
Tg Z5 38 A 5 2 gt , A0 521 3 Fi 4 gt 4y 1)
Yt B 7K P B S DX R L I 45 R 35, 1231775 AR
i CTLA-4 + 49A/G , Hosi T CTLA-4 55— 5 i F X
5, AL A AR G SR INERR A N I
R, NI CTLA-4 D fE & A= T ke As 2%
rs231775 G %5 3 [ #5717 5 H A5 35 1) PBC &) &k
PR, % S HGE S —F ., rs3087243 IR 5 LR H %
PEPEBORARC 212 CTLA-4 CT60(rs3087243) i
T CTLA-4 F: W) 3' AR gmf X, AR CTLA-4 CT60
75 3"y E R A X, R E ] BB S5 mRNA 9281k, A

S0 CTLA-4 [ 594% , CTLA-4 fil SCTLA-4 P F
mRNA B2 IE X1 FL 4] 5 rs3087243 A [] [ i R 7l
AR ABFEARDESE T, 02 1s3087243 GA JE[H
AU L5 i X0 BREH 1 AA JE R R L (3 R 25457 BE DR A
AP I 225 A HEE" " R rs3087243
() A S5 7 U PBC PP 2, 31X 1T BE 5 Hb ek ol
NI 22 5 (DT ZE R FEA A TIIE

CTLA-4 & —FP7E I 57 P T 48l (regulatory T
cells, Treg) |- 20 Wit 3R W 5 B AR 11, VR — A4l
FIVEZ AR, EAELGEH F 5 CD28 [AlJA , & T AUBEE (A
5 5 R A0 25 BRAR 1 B R RS2 K, CTLA-4 [
CD28 X B7(CD80/CD86 ) 43T W 5 A 25 A1 11, -
TE T 40 B B, CTLA-4 3% Fh R 3 T 40 i 2y g
PIVERT, BHIE T A B kA, e B B e
PRI 1Y Ty IV rh O 2 OB ™ . TE % 1Y Treg
AT LA e 40 i 3 BTG AR, B FE WANG 25 A
5, PBC AL /N BT I T 240 M 1 D) e i 417
il AT B T D Re 55 o A Ui S T
JHEIE D) RE B HURR 6 , TE AT IE 2 5% F7E PBC
BE hE AR A FEAESE T, CTLA-4
5 GGT A7 - i 0y AH G , X sl iFfig T PBC 5
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LA R B9 1 25 52 Wi . e Ak, ROC 1l 2653 #r
7%, CTLA-4 X2 PBC HAG B 4712 Wik fig .
sCTLA-4 785 H B B AH G , sSCTLA-4 7E
B Treg W 235 5 = b 47, & o] 8 1 BH Br B7
(CD80/CD86 ) AH . 1F HI > 1 il T 41 A iy B 10 5%
755 SCTLA-4 7£ PBC it Jo 438 , (H 78 HiAlh
B G2 PR g v AR 1E X BR AL AR AT
g, 0 ) 2 R B B OAR AR, (H X I2 I PBC &%
(&=

25 PR, 15231775 ) AG FE AL GG LR AU |
G %57 B LA K 153087243 GA H [ %1 14 RE 14 /i
PBC B XU , t4h , CTLA-4 5 GGT HAT BRI
Kk, Hox) PBC HA 4 12 Wi 3k e , A Sl
PBC 2 Wi #idetr . (HAEAN ST T Ehﬂ%ﬂi%ﬁ
PR, rs231775.rs3087243 [ F1 CTLA-4,sCTLA-4 £
i PR S %m0 A 00 T B R A AR i — 2P 0 E
B fiGE X CTLA-4 (I al & & A H T HAb A
B R AT, JE 2l B AR ST CTLA-4
X} CDA*CD25" Treg 4l fi 1) & & FI T RE R W, A
F PBC 1 A I L A1 R IG5 7 2 147 8 0%

5%
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MM S S W Z-17 . BT TSR BERT 1A TEAS Rl g B2
AR IR S et

KA Rt

(8 E] HH WiTmIgSw B IWE-17(G-17) Wy T2 HEF 5 (Hp) 76 AR [al g B A 5 B A v
M B BOCH M, Ak BEH2020 4F 1 £ 2022 45 6 H 19 104 B FHERS T4 — N REBEE LN BHIf2
8 Wil B R VR IR GG AL, SRR 2 R A IS W AR A T 2% 104 A AE R E R AL, FF AR
RIS AR 0 B R AR AN 50 41 5 A B R4 (n=57) BRI E B 4L (n=29) . R
B ERA (n=14) SR EE B AH (n=4), B IMAE S5 B BIEL G-17 7KL I 441 1% Hp &
o3 BV, A3 BT AR S G-17 AT IR AT T S R Rl B A B LR A M, R i ny i fs =
HR DL e Hp ORI s T8 40, HIRI 4 G-17 K EW s T B R4, 2R B A S #E X
('=5.308.6.252,t=10.943, P<0.05), A[EHHEIZA E B A IG5 3 G-17 Rk KLU K Hp BRye
b B E B NA<REE S RA<AEE BRA<BREES BRA, ZF A5 iF¥%E X
(=11.740 ,13.647, F=57.313, P<0.05) ., %X % Logistic M1 /#7 o, M S5 . G-17 LA Hp FHH: R
SRR R R I ST FE RS P R ROC IR AT S/, TG 5% G-17 DA KA 1B B LA B BG4 A T 5
T B 2R R A AUC 4 0.710,0.827.,0.836 ,0.911, Z5i¢ LR 5% . G-17 7K LA K | ] B2 e
FFEA 5 E B A A B BLAT — 8 A AR DG, =3 A A T ) 5 L PR A 17 R R A 1) T 11 (L

[REIA] MmAERH; BHILE-17; W AT ; BB ; R

Expression and correlation of dyslipidemia, gastrin - 17 and Helicobacter pylori in
different pathological types of gastric polyps

ZHANG Wei, XU Bin*, LU Ming

(Department of Gastroenterology, The First Affiliated Hospital of Anhui University of Science and Technology,
Huainan, Anhui, China, 232000)

[ABSTRACT] Objective To investigate the expression and correlation of dyslipidemia, gastrin-17
(G-17) and Helicobacter pylori (Hp) in different pathological types of gastric polyps. Methods 104 patients
diagnosed with gastrointestinal polyps in the Department of Gastroenterology, Huainan First People’s Hospital
from January 2020 to June 2022 were selected as the experimental group, and 104 patients diagnosed with non-
atrophic gastritis by gastroscopy during the same period were selected as the gastritis group. According to the
pathological types of gastric polyps, the experimental groups were divided into the hyperplastic gastric polyps
group (n=57), the fundus glandular gastric polyps group (n=29), the inflammatory gastric polyps group (n=
14) and the adenomatous gastric polyps group (n=4). The number of cases of dyslipidemia, the level of G-17
and the number of Hp infection in each group were compared, and the correlation between dyslipidemia, G-17
and Helicobacter pylori and different pathological types of gastric polyps was analyzed. Results The
dyslipidemia rate and Hp infection rate in the experimental group were significantly higher than those in the

gastritis group, and the level of G-17 in the experimental group was significantly higher than that in the gastritis
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group, the difference was statistically significant (x’=5.308, 6.252, r=10.943, P<0.05). Comparison of

dyslipidemia rate, G-17 expression level and Hp infection rate among different pathological types of gastric

polyps was as follows: gastric basement glandular polyp group < inflammatory gastric polyp group <

proliferative gastric polyp group <adenomatous gastric polyp group, the differences were statistically significant
(¥=11.740, 13.647, F=57.313, P<0.05). Multivariate Logistic regression analysis showed that dyslipidemia,

G-17 and Hp positive were independent risk factors for the progression of gastric polyps. ROC curve analysis

showed that the AUCs of dyslipidemia, G-17, Helicobacter pylori and combined test for pathological types of

gastric polyps were 0.710, 0.827, 0.836 and 0.911. Conclusion Dyslipidemia, G-17 level and Helicobacter

pylori have a certain correlation with the pathological types of gastric polyps, and the combined detection of the

three has a high predictive value for the progression of gastric polyps.

[KEY WORDS] Dyslipidemia; Gastrin-17; Helicobacter pylori; Gastric polyps; Pathological type

BB PR TE T Rl IR A L e i
AT AR Y AR O EA — o n s AR e,
IER - E 5T B RN RN, U 1.2%~
5.0% . 5 LA F B L PR S22 RRAE 1T Loy A i
TATER A RYER RN AR AL B RIREA,
S R R B PR B A XU e e AT, R
BREHI I ATIRZ — , A5 14
P S PR AL LA e A Sy S e g e AUz o L2 H i
1 2SR SO (= SN DS i i E =R A IR E 2
I, B R R EE R 2 s T B AT Im R SR 1Y
MERL. AR IR, R H BN R E AR EAE LR
SHWBS . AR R, B E-17(gastrin-17,
G-17) 7K V-Re 8 2 B 15 RGBSR () AN R R B, T2
I FH T B 98 DA BT i P g A R TR e
¥ 7 (Helicobacter Pylori, Hp) 7 1994 4F B 9% tH: %L
DAAL G Hm 1 RB0EN 7, AR
AR YR R AT R Z RN BUR R Z
— [ R YL R AE 34.52%~80.55% 2 7], IH I,
A 5 38 3k 43 A G S L G-17 (Hp TEA[R)i EE
FKAVE BT R ERIE KOG, BFE N IR IR B H
SRR S AR S B BB

1 ARSI

1.1 — R

PEHL 2020 4F 1 H & 2022 4 6 A 89 104 41 T #E
T - NRERHEANRHIZ N E BiEERT
AR IR A, R B R B 28 1 A A 12 I AR
FHEPEE R 104 Z1E B RA XA FE R H—
e e RL LA 25 S TR G TR B L (P>0.05) , HAT AT
Hetk. W1,

AT : OFF 5 B B WSS WRHE"
QI RTTRISERE ; B=18 % ; @G B Bk 25 S ;

F1 KBRASEREA—MABILE [(2(%), (x2s5)]
Table 1 Comparison of general data between the

experimental group and the control group [n(%), (x+s) ]

P (H ) " ,
4 n 7 Z R () TR B (kg/m?)
L4 104 63(60.57) 41(39.43) 51.27+4.97  21.34+2.03
B4 104 58(55.77) 46(44.23) 52.31%5.01  20.96+2.04
7 {8 0.494 1.503 1.347
P14 0.482 0.134 0.180

OB E R HFEY B MR ES . HEBRAR .
OAZM A I B QA I HAaH L &
Gy BE s OB B FAR L @/ I8
97 5 () ARG A 1i7 VP J] A A P 2o o S ) 55 5
7P BRI S SRR o HEBR I & B M NG A
S S DA B T A PR ek A ot i A5 i g AR
2. AT R e B2 Bl & Wtk i .
1.2. 51k
1.2.1  IMARSH

HR A b R IR 5 B 36 45 B (2016 4F
BT ) ) 1R 52 SCHIWT AR 3 2 45 o BRI B 5
T R LT AR o A 1 3B AT S R I B S
s I B IE [ EE=6.22 mmol/L ; @ H il = 15
=>2.26 mmol/L; B i % £ fig & A 0 [ B <1.04
mmol/L ; (DAL A5 2 A [ F=4.14 mmol/L.
1.2.2  G-17 KFAm

WA 98 % G2 25 I8 i Bk it 5 mL, P 2 000 o
min 13 B 20 5 min (B0 242 5 om) J5 HRULT
TR D Tl K 7 28 WO o 6k £ 3 AR G-17 K SE HEAT A
370 b BR A AR A R R AL T A%
iz FRAGR) S U B S R TR
1.2.3 Hp /&Y

XoF SCH T A ZH A T B A e D B DR 2R T
Rt o QSR P ITUAG A 45 SR 2 A A, U 2
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Hp JE YL BHE 5 25 P00 A5 25 S v RO — 00k BH
A Pk 13 WP B0 G I T A 2 75 A7 76 Hp e,
P oA W 3 Hp JE YL X2 BRI H ST A
Fr PIREE R R T, DI 825 Hp B DI .
1.3 Gtk

K 1 SPSS 22.0 K {4 4b #EHE | i % R DA
(x+s) 3mSR e KIS AT 0T, 24110 SR H
D5 22038 HHECR B n (%) 2R, R 2 K 56 1t
75007 s R I 2 1 % Logistic [8119 4387 B EL P B
FE RIS s e R IR H A2 TAE (ROC)
2k BT LIS S8 . G-17 LUK Hp % & P Bk
RIS IINE . P<0.05 025 %A G271 L,

2 &R

2.1 PIHIAR % .G-17 LI K Hp /K b 5%

BRI A Y LR 55 % DL S Hp /R 01 I8
FH R, R G-17 Fik /K B & T8 %
H, EZRAGIFE L (P<0.05), WLE2,

*2 MAEERE.G-17 UK Hp EARE ABEFHRIEH
Bedg [n(%), (x+5)]
Table 2 Comparison of dyslipidemia, G-17 and Hp

expression in different populations [n(%), (x+s) ]

a1 IS5 G-17 Hp JE& e
o 2 & (molL) e Ptk

B2 104 46(44.23) 58(55.77) 8.63£2.63 58(55.77) 46(44.23)
4820 104 30(28.85) 74(71.15) 5.55x1.15 40(38.46) 64(61.54)
1l 5.308 10.943 6.252
PAE 0.021 <0.001 0.012

2.2 N[FIHEELZEALE BRI R H W ER-17 DL
LT ST TR ) LA

B NG S8 3 G-17 2635 7KF- LA B Hp &k
PR RN BRI E BERA<REE BR4<
BAvEE BRNA<BRErEE BN, 2R EASZT
L (P<0.05), W3,

2.3 s E R R ELZE AR £ [ & Logistic 7114
Ganiin

VLB BB R AE S A (BRI B B
W=0; RYEHE B R=1; LT B RN=2; BErEE
ER=3), LUMAE & (£5=0;&=1) .G-17 .Hp J&&ZL
(%=0;2=1)1E N A FEHTTZ H K Logistic [ 14
3T o Logistic [B1 5 43 87 45 5 7w, I g 5% .
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Table 4 Multivariate Logistic regression analysis of

pathological types of gastric polyps
L Bl SEfH Wald{i OR{H

95% CI P1a

MARSH 0458 021  4.757 1581 1.047~2.386 0.029
G-17(pmol/L) 0.723 0234 9.547 1264 1.303~3.260 0.002
Hp &g 1.464 0.641 5216 4.323 1.231~15.186 0.022
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Table 5 Diagnostic value of dyslipidemia, gastrin-17 and

helicobacter pylori for pathological types of gastric polyps

95% CI

(==

1ML Jig 575 0.404 70.22  70.13 0.710 0.656~0.759
G-17(pmol/L) 923 0575 7551 8223 0.833 0.776~0.849

Hp J&kijx 0.623 76.39 8594 0.836 0.793~0.879
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Table 3 Comparison of the expression of dyslipidemia, gastrin-17 and Helicobacter pylori in different pathological types of

gastric polyps [1n(%), (x+s) ]

. I g S5 Hp /L
25 n = = G-17(pmol/L) T Wi

21 3= PN A 29 6(20.69) 23(79.31) 5.69+1.09 8(27.59) 21(72.41)
St H B RAH 14 5(35.71) 9(64.29) 8.82+2.33 8(57.14) 6(42.86)
WAPEE B R 57 32(56.14) 25(43.86) 9.97+1.28 39(68.42) 18(31.58)
SR e =P N A 4 3(75.00) 1(25.00) 10.16+2.27 3(75.00) 1(25.00)

Fly{H 11.740 57.313 13.647

P{H 0.008 <0.001 0.003
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Relationship between gastric macular tumor and gastrin 17, pepsinogen and Helicobacter
pylori

CHEN Min*, SUN Haibing, FEI Mengxue

(Department of Gastroenterology, Hefei Hospital Affiliated to Anhui Medical University, Hefei, Anhui,
China, 230011)

[ABSTRACT] Objective To investigate the relationship between gastric macular tumor and gastrin 17
(G-17) , pepsinogen I (PG 1), pepsinogen I (PG Il ) and Helicobacter pylori (Hp). Methods From
February 2017 to March 2022, 75 patients with gastric macular tumor who were diagnosed in the Department of
Gastroenterology of Hefei Second People’s Hospital were selected as the observation group, and 81 healthy
people who had gastroscopy at the same time and obtained normal results were selected as the control group. The
levels of G17, PG I , PG 1II and the infection rate of Hp were compared between the two groups. Multivariate
logistic regression was used to analyze the independent risk factors of gastric macular tumor, and the diagnostic
value of G-17, PG 1, PG I, Hp infection in gastric macular tumor was judged by the receiver operating curve
(ROC). Results The levels of G-17 and PG 1l in the observation group were significantly higher than those in
the control group, and the levels of PG I and PG I /PG Il were significantly lower than those in the control
group, with a statistically significant difference (r=14.331, 8.517, 17.986, 12.217, P<0.05). The positive rate
of Hp in the observation group was significantly higher than that in the control group, and the difference was
statistically significant (¥°=26.393, P<0.05). The results of multifactor logistic regression analysis showed that

the levels of G-17, PG I , PG I and Hp were independent influencing factors of gastric macular tunor (P<
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0.05). The results of ROC curve analysis showed that the AUCs of G-17, PG 1 , PG I /PG Il , and Hp alone in
the diagnosis of gastric xanthoma were 0.942, 0.980, 0.938, and 0.709, respectively. Conclusion G-17, PG I ,

PG Il , and Hp are closely related to the occurrence of gastric macular tumor. They are of high value in the

diagnosis of gastric macular tumor and can be used as a reference for clinical diagnosis of gastric macular tumor.

[KEY WORDS]
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1 1 it (pepsinogen , PG) L) J¢ B 4 % -17 (gastrin-
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S Mg AR 81 A AE X IR . W4 34
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Gastric macular tumor; Gastrin 17; Pepsinogen; Helicobacter pylori
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PL (x+5) TR, R ¢ K256 5 TH AR LA n (%) 3
7N, R K8 5 SR 22 TG Logistic [B11H 43 43 Bt
S B B 1 FE I &R, IR FH ROC fhZ Al 11
G17.PG I PG I /PG Il .Hp X & B B J& f 2 Wi
{H, LA P<0.05 H 58 Gt 8 .

2 #R

21 PigHHEH& G17.PG1 PGl PG I /PG Il /KF
) oA

MELA 1 G-17 PG I /K 5 35 3 T X R4,
HPG1 PG 1/PG Il K5 EAL T X IR, 22 574
GiiterE L (P<0.05), W1,

*®1 MWHBREGIT.PGI PG PG I /PG I KFHILLEE
(x+s)
Table 1 Comparison of G17, PG I and PG I level between
the two groups (x +s)

G-17 PG | PG I PG I/

4l n (pmol/L) (ng/mL) (ng/mL) PGl
WA 75  14.73+3.38  127.72+12.86 14.84+3.83 8.56+1.84
YR 81  8.27+2.16  166.98+14.29 9.52+3.96 17.54+3.07
i 14.331 17.986 8.517 21.942
P <0.001 <0.001 <0.001 <0.001

2.2 A Hp HriAkFHME R AL

WEZ Y Hp PHME R B 3% T iddl, 27 A
AGitrE L(P<0.05), W2,
2.3 M E BB 1 2 I FK Logistic M5 5047

LS B0 0 & AR AR R (=1, T=2),
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Table 2 Comparison of Hp positive rate between two groups

(n(%)]

. Hp
Al " T e
ML 75 60(80.00) 15(20.00)
X AL 81 32(39.51) 49(60.49)
VL 26.393
PE <0.001

L G-17.PG I PG Il K~ Hp (FHE=1, BAE=2)1F
B A2 i AT 2 I E Logistic 715 4341 , 25 21 &
/~,G-17.PG I \PG L 7K~F Hp 2 2 4J LIt 5 i 1§
(kST e P 2 (P<0.05) o WL 3,
&3 =B BEHEN % E X Logistic @MA5#7
Table 3 Multivariate Logistic Regression Analysis of

Factors Affecting Gastric Macula

&ty pfE SE{H Waldfi OR{H 95% CI P

G-17 -0912 0422  4.671 0402  0.176~0.919  0.030
PGI 0311 0.122 6.498 1365  1.075~1.733  0.011
PG -0.844 0378  4.985 0.430  0.205~0.902  0.026

Hp -355 1.78 3.978 0.029  0.001~0.941  0.046
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M 0.428.0.478.,0.435.0.139, W4 F 1,
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Table 4 Diagnostic value of G-17, PG 1 , PG 1 /PG,

Hp positive rates for gastric macular tumor

bR i 255 BURE R

E (%) (%) NUC PR

G-17(pmol/L) 11.81 0.428 73.10 69.69 0.942 0.902~0.983
PG I (ng/mL) 14742 0478 74.98 72.78 0.980 0.965~0.996

PG 1 /PGl 12.05 0435 72.60 70.92 0.938 0.903~0.973
Hp 0.139 60.43 53.50 0.709 0.627~0.791
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Figure 1 ROC curve of G-17, PG 1 , PG 1/PG I, Hp

positive rate in diagnosis of gastric macular tumor
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SEw) U BRI 45 P T R ARG 19 B 5 e
NSNS EE 0

Fmc ImE BT HR

[ E] B USR] EURERIR S P B %) 28 AR A 0T 8 88 AR5 Pl 28 RAE SO R D) hE
WIS . iR VEHK 2020 4F 1 A 2 2022 4F 3 H % BT AP R B B RHIGH BT 20T BRI AR T
#5125 {51, BEHL I3 S B2l A B 2 (P 2, n=61) /73 40 S ) SR BRI VA B3 28 (B 2, n=064) . P 41K
PR R AL PN IA 9 2R, B AL RRIE A4 SR /790 4 3 ) S g BB P T B R T o o] e A L 7
ARSI KO ARAE A I HEB T AR LT JAE N5~ AT RE TR 20 45 #AR S 12 (MMSE ) FIUAR S5 A R
ST R AR BER PABITEN P AL o1 BIDIAR R i 2 41 015 2 0], 456 2R I FE 0T 50 57 41 5
E 21 8% o4 Bl AR bt Ifi 3 451 FE 4 T B 2R 1 090 B2 R 7 2 ), A5 5 R BT SERT RO 58 4] . 4
B RAE AT ARG O 25 5 RG22 8 (P 3>0.05) . 5 P AL, E 20 AR b 42 R 25 4 W] . 0ok
D BRI AL 30 3 2 O R E | [ AR IS L 2800 R T S 35 R B A E BE MMSE 323 T, R
O X | RN AEAN BRON Y A AR AR s, 25 S B e (P 1<0.05) o AL RS BRUR R
BF 5 KJCTH AR AN () N 8] SR D 20 B AR IR 055G 39 305 3 8 He B 22 5 4 it 24 8 3L (P 1>0.05) ¢
5 /NP S SR I ER 5 AT 0 JRR T A R R 05 D 2 AR R A OGRS R AU 25 W Y
i, IFRELEF LTSN J1 2R 0E , (AP B BRI T BE , 180 ] 1 225 WA GO RE , JE 22 A1 80
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Effects of esketamine combined with propofol on postoperative neuroinflammation and
cognitive function in elderly patients undergoing total hip arthroplasty

LI Na'*, WANG Ruiguo', CUI Xueya', YANG Yan®

(1. Department of Anesthesiology, Anyang Traditional Chinese Medicine Hospital, Anyang, Henan, China,
455000; 2. Department of Anesthesiology, Anyang District Hospital, Anyang, Henan, China, 455000)

[ABSTRACT] Objective To observe the effect of esketamine combined with propofol on
postoperative neuroinflammation and cognitive function in elderly patients undergoing total hip arthroplasty.
Methods 125 elderly patients undergoing total hip arthroplasty from January 2020 to March 2022 in Anyang
Hospital of Traditional Chinese Medicine were enrolled in the study. Patients were randomly divided into the
propofol group (P group, n=61) and the low - dose esketamine group (E group, n=64). Patients in P group
received propofol pump alone, while patients in E group received low-dose esketamine accompanied by propofol
pump. The hemodynamic changes in two groups were compared, serum inflammatory factors, cognitive function
(MMSE score) , and the incidence of postoperative adverse reactions was observed. Results Among the 61
patients in group P included in the study, 2 cases were due to intraoperative bleeding, 2 cases were lost to follow-
up, and 57 cases met the requirements; 64 patients in group E were included in the study due to intraoperative

bleeding in 3 cases, 1 case refused to use analgesic pump and lost follow-up. 2 cases were interviewed, and 58

KA B s E AR AR 8 (2020030135)

A A 1L 2 TR P B 25 R EREL, 9T dy , % TR 455000
2. MWLM R ER, 7 d , 4 8 455000
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cases met the requirements. There was no significant difference between the two groups in general conditions

and surgical conditions (P>0.05). Compared with group P, in group E, intraoperative general anesthesia drugs

were significantly reduced, perioperative hemodynamics were relatively stable, and postoperative serum

inflammatory factors were significantly decreased, cognitive function MMSE scores were increased,

postoperative nausea, vomiting, restlessness The incidence of adverse reactions was significantly reduced. The

difference was statistically significant (all P<0.05). There was no significant difference in postoperative

analgesic pump sufentanil consumption, analgesic scores at different time points, and postoperative hip joint

range of motion between the two groups (P>0.05). Conclusion

Low - dose esketamine accompanied by

propofol can reduce the dosage of sedative and analgesic drugs, maintain hemodynamic stability and protect the

cognitive function in elderly patients undergoing total hip arthroplasty, which is more effective and safer.
[KEY WORDS] Esketamine; Total hip arthroplasty ; Blood flow dynamics; Opioids
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aspartic acid, NMDA ) 32 /K & 425 FHFRHCR | %t
M3 3l 3 #5255/, HAT WF5E 078 X il 28 2%
GEHA —E BRI RN > o AT B AEER TN
o 3] S IR B S PN TH 193 0 S AR A 0GB HR
B AR TR AR5 BRURASCR B JAE N A
IRERYFZE , I OB st i, Dy 3 W) S B A T
EAF BT B AR I RS R B S

1 #RE5HE

1.1 — Bk

49 A 2020 4E 1 H & 2022 4E 3 A LT EE
B B FHICIR B AT 4 0GB R 1Y 2 AR R A
125 1], 40 A bR 7 - 60~80 %, 55 [ JpR i 125 Uifi P 2>
(American Society of Anesthesiologists, ASA )72 "
[~ %%, RE 3550 18~25 kg/m?, 10142 kT 2R 0455
FATEH . HEBRARAE O DO RE B B S5, R
VEAG PR MEACTE , BT 7 28 R s, ol 28 K5 i s
i o o FH BRI 55 . AR 9R 48 I e R 4 AR 3L I
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B 125 191 28 4F J 3% BEHL 23 O B 4l N E 8 41
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HERE B AR I/ R g S w] S8 R R 5 DY T 1 2R

o WAL AT KR 0.04 mg/kg & 75K
JE 0.5 pwglkg N IAER 2 mg/kg AR I BT i 122 4 0.3
mg/kg, P2 BRIELERR R AN A M 4~6 mg/(kg-h)
ZERH A [ 7 4% 0.1~0.3 mg/(kg-h) K25 KJE 20~
40 e/ (kg+h) AR P s E 4 RRBEZE R R 3R &
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Jist BeT 1 2 % 0.1~0.3 mg/(kg - h) Fi 7% K JE 20~40
pg/ (kg + h) AR PRI, 4 350 R S -F 15 3 ik R AE
10% LAV, fili B BUSFE 5 40~60 1. A S5 R A 45
B, BCJ7 04 150 g &F 25 A JE Fi B 2 150 mL, 11t
i 3 mL, 15 55 1.5 mL/h, BUR G255 2 mL,
A BRSO AN i 0 5 mg LRI
1.3 WEHEIR

WS FBE I — B IS 0 AT ARR , FE I 3
Bl 72 48 b AL 45 2l Bk W 46 s (systolic blood pres-
sure, SBP) &7 5K J% (diastolic blood pressure, DBP)
Rl ARJEHIRACRA S BUR A&7 25 RJe &
A5 AL 4L AR P49 (visual analogue scale, VAS)
(115 S ER U D3-S 1| R 2 S e R &I NS B = A DR RN
L) RE 181 25 5 AR A PE 43 (mini-mental state exami-
nation, MMSE ) } Ifi.7& 988 3R 76 [ T « (tumor ne-
crosis factor o, TNF-a) | 140 ifi 4 & 1P (interleu-
kin 18, IL-1B) .C # J 1 1 % 4 (C-reactive pro-
tein, CRP) /K- NHITIBEPF 53K ] MMSE %
HATPEAG !, 27~30 43 4 IE W NADIRZS KT 27 20
SN D RE R, Hh 8 BRI A 0~9 43, HhEE
INHIEDS 10~20 73, 52 BRI BR AT 21~26 730 AR5
AN B RN AL A5 PR A O K ER Sl AR AR
FESE
1.4 GEiteasorir

KM SPSS 22 GEi AT HE 7 0 hr , T BT
BER ] (r+5) 30, PIZH Z AR RS REAS Y e 1555,
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ZH PIAN [ s 1] 15 199 L AR FH B B2 00 ) B PR 28 2
ST IHECTORER FH (%) 31 T-RTRLER , VAS
WO AR IEZS 3 A1 i & H Kruskal-Wallis H
FRAIRGER . DL P<0.05 225 BA Giit2F L,

2 HR

21 MO R

Y4 ABESE Y P 2H 3 61 1 D3R o Y a2 451
PeiJi 2 B, A A BERIOWTFEN G0 57 1] E 4B 64
5 DRI v b a3 48] 4 il R R 2 1 4 K 2R 2
B, 75 G 2R AR G ol 58 191] . PR 2H A8 3 TE
AR SERBIIKE GO% RET IR 1 F i A
AFEbR 2 S RG IR L (P>0.05) . L3R 1,
2.2 WA TF ARSI H 5 L

AN R O o N T 1 B o N o 11 S | B
WA A 22 R G2 L (P>0.05) , 1T E 4L
AR B & e En oy R e e > T P4,
ZEFAGIFE L (P<0.05), L2,
2.3 I TF AR BRI 3 1) ) 2R b LA

P 2 8 35 BB F- AR A [R] B[] 25 SBP . DBP ., .0»

F1 MA-MBERILE (rxs)
Table 1 Comparison of general conditions between the two

groups (x+s)

M n 4 AR EEEhkE 3&% JIEARS A= N-:x
(Br) (%) (mmHg) (K4 (g/L)
P4H 57 28/32 65.83+6.25 92.53+7.91 68.54+10.43129.62+10.93
E4 58 33/27 68.54+7.65 90.43+9.85 64.11+7.52 125.49+8.01
2IHE 0.875  0.432 0.658 0.258 0.958
PiE 0262  0.587 0.352 0.436 0.725

FAMEII R, 2257 HA G 2EE L (P F<0.05),
E 4 534 B F AR WA [ B 8] 55 SBP \DBP /0> F A
LGt X (P>0.05) . fEF RIFEAAT A
30 min, E 41 % SBP .DBP . .> R B T P4,
ERAGIFE L (P<0.05), W3,
2.4 WA JE BURRICR BB o 16 Sl Hh g
W20 B8 R 5 BRI S AT Y K e I i L
FIXG B X (P>0.05), K5 0.24.48 h Y
VAS R o le B 22 R IE G 12 2 L (P>0.05)
[ERGEZNERZS Wi SN BN % F PN
AN TG B BE L B 22 R ST B L (P>0.05) .
WL 4,

®2 MAFRERKRFRBEHYABLE (vs)

Table 2 Comparison of surgery condition and anesthesia drugs between the two groups (x+s)

il n FARHF[E] (min ) il (mL) it (mL) PIAER (mg ) Fi 2% KJE (mg)
PH 57 96.67+15.29 286.67+22.85 1150.25£144.52 841.33+28.35 3.75+0.38
E 21 58 91.45%13.21 305.32+26.46 1288.67+120.56 330.55+38.64 2.45+0.52
A 0.894 1.265 0.658 12.932 4.732
PH 0.425 0.189 0.385 0.0001 0.009
®3 MARFAPMRINNFILE (x£5)
Table 3 Comparison of perioperative hemodynamics between the two groups (x +s)
B MR T i P
= JIL 2N 5 Y N S N . TV S L A
! BRE FAIFEE  ARhsomin 2 AR
P4 57 SBP(mmHg) 144.35+10.84 101.51+7.35 106.65+11.56 102.45+8.58 142.15+13.64  7.365 0.025
DBP(mmHg) 80.84+6.42 60.94+6.82 67.35+10.52 65.24+7.32 92.55+10.45  5.765 0.016
LRI 91.55+10.84 60.34+5.35 68.35+4.35 66.46+8.64 95.24+6.82 3.456 0.029
E4 58 SBP(mmHg) 142.32+10.51  124.35%7.58" 116.32+7.98" 112.62+9.32 115.64+£9.25"  0.988 0.747
DBP(mmHg) 84.54+6.34 77.52+4.55" 75.68+5.34* 72.24+4.18 76.27£7.48" 0.568 0.724
DRI 88.34+11.65 80.53+4.65" 83.25+4.58" 82.64+4.32 75.6+7.35" 0.448 0.589
5 P A [ —m ] A L, *P<0.05,
x4 MARBEHBUAREBATENELILE (x£5)
Table 4 Comparison of postoperative analgesia effect and hip range of motion between the two groups (x +s)
Jh . B A7 25 K2 A AT VAS D73 BRRIE BRI 3h 1
) (ng) 0h 24 h 48 () ()
P4 57 102.67+15.82 3.15+0.87 2.54+0.79 1.68+0.38 78.32+6.65 53.84+8.24
E 4 58 95.67+10.82 2.73+0.72 2.42+0.38 1.54+0.45 85.04+7.62 51.45%5.24
H/t 0.406 1.191 0.832 0.225 1.582 0.582
P1H 0.118 0.089 0.638 0.985 0.079 0.872
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x5 WMAMFBFRERFRINAINEEZLILE (x£5)

Table 5 Comparison of serum inflammatory factors and cognitive function changes between the two groups (x+s)

o AR AJF 24 h

MMSE 74+ TNF-a(pg/mL) IL-18(pg/mL) CRP(pg/mL)  MMSE ¥4 TNF-a(pg/mL) IL-1B(pg/mL) CRP(pg/mL)
P4 28.65+2.58  504.38+58.64 5.08+0.99 4.37+0.74 22.68+1.58 728.64+50.32 6.95+0.758  15.65%3.58
E 41 27.62+1.96  548.37+52.68 4.88+0.55 4.16=0.98 26.81+2.85 582.87+40.25 4.88+1.289 7.58+2.91
tH 0.865 1.352 0.923 0.872 5.468 4.584 3.259 4.587
Pl 0.357 0.458 0.409 0.678 0.015 0.011 0.024 0.002

Fo MARBTIRRMEERILE [2(%)]
Table 6 Comparison of the incidence of postoperative

adverse reactions in two groups [n(%) |

YL o PN RO X 1 g RAAUNAE
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TC/HDL-C ¥k A& HNP1-3 55 1 a KA el Oy ihn AR
Wby v H

HWAE RATAE XS ORIFEY

[ ZE]1 B 447 S8 e/ %5 R G 2R A H R L (TC/HDL-C ) B A R PR AT i 2 11K 1-3
(HNP1-3) A& M a fll A MG RIZW R . ik JEI 2018 4F 3 H & 2021 4F 3 H THHE
N BEEBETRYT 1 105 1560005 £ IR PR TERE 5 01 g F 58 4, 5 BRI 87 44 7 B [7] B 1] B il 4 7 e A<
fe BV X ML, LRBCAT IR 4l 5 % B2 5% 4 AS [ 28 72 2 #8 3% TC/HDL-C \HNP1-3 & 1 a K,
SR TAERE 28 (ROC) 43 BT TC/HDL-C B4 HNP1-3 JE 2R 11 a KX/ OB I i2 Wi ., 58 WIS
2§ TC/HDL-C .HNP1-3 JJEZE 1 a K345 T X5 IR 4H , W 4H 22 57 BoA 4324 5 X (P<0.05) . TC/HDL-C .,
HNP1-3 JE & 1 a 7K« 55 B0 748 4 > rh s A8 21 > 52 g A 4, 4 ) 22 5 LA e 12 3 L (P<0.05) o
ROC [l| £ 7R : TC/HDL-C .HNP1-3 5 #& 1 a PRGN B = 3 B A4 U AUC 4351120 0.879.,0.881,0.887 .
0.925, Hrp DL = F BA R AUC K (P<0.05), £51® TC/HDL-C B4 HNP1-3 R H a K AT A
RS Wit O, A I RR S 2 Wi 2% |

[X%3] TC/HDL-C; HNP1-3; IR 1 a; j&.0K

Application analysis of TC/HDL-C combined with HNP1-3 and lipoprotein A detection in
clinical diagnosis of coronary heart disease

CHEN Lijuan, ZHOU Yusheng, LUAN Ying, ZHANG Kaizhong*

(Department of Cardiovascular Medicine, Fengdu County People’s Hospital, Chongging, China, 400039)

[ABSTRACT] Objective To analyze the application of total cholesterol/high density lipoprotein
cholesterol ratio (TC/HDL-C) combined with detection of neutrophil polypeptide 1-3 (HNP1-3) and lipoprotein
A in the clinical diagnosis of coronary heart disease. Methods The clinical data of 105 patients with coronary
heart disease treated in Fengdu County People’s Hospital from March 2018 to March 2021 were selected and set
as the study group, and 87 patients who underwent physical examination in the hospital at the same time were
selected as the control group. The levels of TC/HDL-C, HNP1-3 and lipoprotein A were compared between the
study group and the control group, and patients with different lesion degrees in the study group, and the operating
characteristic curve (ROC) was used to analyze the detection of TC/HDL-C combined with HNP1-3, lipoprotein
A diagnostic value for coronary heart disease. Results The levels of TC/HDL-C, HNP1-3 and lipoprotein A in
the study group were higher than those in the control group, and the difference between the two groups was
statistically significant (P<0.05). The levels of TC/HDL-C, HNP1-3, and lipoprotein A: severe disease group >
moderate disease group >mild disease group, the difference between the groups was statistically significant (P<
0.05). The ROC curve showed that the AUCs of TC/HDL - C, HNPI - 3, lipoprotein A alone and the three
combined detection were 0.879, 0.881, 0.887, and 0.925, respectively, and the AUC value of the combined
detection of the three was the largest (P<0.05). Conclusion TC/HDL-C combined with HNP1-3 and lipoprotein
A detection can effectively diagnose coronary heart disease, and provide reference for clinical diagnosis.

[KEY WORDS] TC/HDL-C; HNP1-3; Lipoprotein A ; Coronary heart disease
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A A DU T 4 R I A2 W (B . AR BFSE XS TC/
HDL-C 4 HNP1-3 5 85 11 a A6 76 5 . g 1 IR
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LB IE R RIS E AR

1 BREFE

1.1 — R

YEH 2018 4F 3 H & 2021 4F 3 J TE#HE A
R BE B2 1A T 19 105 9] 5 0 05 8 3 WEkE B Hak ol
Mo d . Hd B 68 fl, & 37 Fl, F i F1
(59.68+6.31) % . K4l Gensini £ 435 7 /0> 5 H
B 43 M 31191 % B A B 3B (0<Gensini FL43<26.1
53, 48 191 v B 9 A% R 2 (26.1<Gensini #1453 <51.4
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F-27(60.03£6.17) % o P FEAGERL L3 22 5700
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P 24 A0 B 23 D Sk i

1.2 Kk

WS WG A A7 33 2 I ki 5 mL, B0 AL LA
3 000 r/min ( B0 2F 42 10 em) 43 B 1L % 10 min.
6 FH Ao AR il 35 00 1L 7 TC  HDL-C 7K, fifi ]
BB H 5 AR 2R a K ¥R H 37 7600
H s AL AT AR e 38050 o R P IRHEDK 4 28 W
PIAE I3 HNPL-3 7K1, 3200 & i b AR b5 24 v
A TR i HEA A BH A5 SR A TR A
1.3 GEilsFhik

K HI SPSS 22.0 Geit AT 4eit 40 #r . TR
PL(x+s) Fom , 40 AT e K56, 40 0] LA T F ARG
¥+ ffi F ROC 123 #F TC/HDL-C B¢4 HNP1-3 fig
R a il e i 2 B A, IF TR ROC 2k
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e 5 R AR A L, P<0.05, 5 T R AR A L, PP<0.05
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JeErHa 0892 0.887  0.789  0.712~0.867  <0.001
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Changes of serum I-FABP, DAO and D-Lac levels in patients with poor prognosis of
sepsis and their risk factors

MENG Lei'*, SONG Weipeng', LIU Xiujuan', ZHAO Likun', WANG Meng', QIU Fang', TAN Sen’,
GUO Qianghua"?*, ZUO Zhigang'

(1. Department of Critical Care Medicine, Qinhuangdao, the First Hospital, Qinhuangdao, Hebei, China,
066001; 2. Department of Cardiology, Qinhuangdao, the First Hospital, Qinhuangdao, Hebei, China,
066001 ; 3. Department of Proctology, Qinhuangdao Hospital of Traditional Chinese Medicine, Qinhuangdao,
Hebei, China, 066001)

[ABSTRACT] Objective To investigate the changes of serum levels of intestinal fatty acid binding
protein (I-FABP) , diamine oxidase (DAO) and D- lactic acid (D-Lac) in patients with poor prognosis of
sepsis and their risk factors. Methods The clinical data of 454 sepsis patients admitted to the First Hospital of
Qinhuangdao City from July 2017 to March 2020 were collected. According to the prognosis of patients, they
were divided into the good prognosis group (273 cases) and the poor prognosis group (181 cases). The
incidence of poor prognosis in patients with sepsis and its single factors were analyzed. Multi-factor Logistic

regression was used to analyze the risk factors for poor prognosis in patients with sepsis. Results 181 of 454
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patients with sepsis had poor prognosis, and the incidence of poor prognosis was 39.87%. The result of single
factor analysis showed that, the poor prognosis group and the good prognosis group differed in age, mean
arterial pressure (MAP) , score of acute physiological and chronic health status score II (APACHEII ), score
of infection-related organ failure (SOFA ), levels of peripheral blood leukocytes (WBC), neutrophils (NEU) ,
serum levels of C-reactive protein (CRP) , procalcitonin (PCT) , urea nitrogen (BUN) , blood creatinine
(Scr), total bilirubin (TBil), prealbumin (PAB), I-FABP, DAO, D-Lac, and D-dimer (D-d), prothrombin
time (PT), activated partial prothrombin time (APTT), and international normalized ratio (INR) (P<0.05).
The result of multivariate Logistic regression analysis showed that older age, lower MAP, higher scores of
APACHE II and SOFA, higher levels of peripheral blood NEU and serum CRP, PCT, BUN, Scr, DAO, D-Lac,
D-d, I-FABP, longer PT and APTT were all the independent risk factors for poor prognosis of patients with
sepsis (P<0.05). Conclusion The incidence of poor prognosis in patients with sepsis is high, and its risk
factors are related to patient age, MAP, scores of APACHE II , SOFA score, peripheral blood NEU, serum

CRP, PCT, BUN, Scr, DAO, D-Lac, D-d, I-FABP levels, PT and APTT.
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1ML Fe 7KF (wmol/L ) 6.84+2.19  7.11x253  1.173 0.241

M7 I-FABP K (pg/L)  35.19+4.37
IMiL%% DAO /K- (mg/mL)  20.08+4.38
I3 D-Lac /KF(mg/L)  36.28+3.29
1ML D-d 7K (mg/L ) 3.69+0.47

31.72+2.18 9.895 0.000
11.82+3.39 22.587 0.000
11.09+2.74  88.447 0.000
1.88+0.26  52.646 0.000

PT(s) 16.27+2.10  14.79+1.59 8.529 0.000
APTT(s) 4437548  37.89+4.10 14.389 0.000
INR 1.18+0.36 1.09+0.33  2.743 0.006
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x2 MBEBETEARMNSEE Logistic Bl
Table 2 Multivariate Logistic regression analysis of poor

prognosis of sepsis patients

FATIESES B SE{EM;’{[Ed ORf 95% CI P{
(3 (25N 0.894.0.382 5.477 2.445 1.156~5.169 0.019
MAP %A% 1.2620.437 8.340 3.532 1.500~8.319 0.004

APACHE Il 11434 1.0830.32611.036 2.954 1.559~5.595 0.001
SOFA 14341 0.8930.318 7.886 2.442 1.310~4.555 0.005
AR I WBC K485 1.1920.736 2.623 3.294 0.778~13.9370.105
AME I NEU KB 0.9930.326 9.278 2.699 1.425~5.114 0.002

M CRP K4 0.7580.301 6.342 2.134 1.183~3.850 0.012
L7 PCT /K F48m  1.1720.406 8.333 3.228 1.457~7.155 0.004
M7 BUN K405 1.1820.362 10.661 3.261 1.604~6.629 0.001
L3 Ser 7KF48 5 1.3020.465 7.840 3.677 1.478~9.147 0.005
M3E TBil K V45 1.0240.684 2.241 2.784 0.729~10.640 0.134
L3 PAB K4 0.8990.574 2.453 2.457 0.798~7.569 0.117

1L 7% I-FABP /K40 1.4630.623 5.515 4.319 1.274~14.6450.019

L35 DAO KA E 1.2630.488 6.698 3.536 1.359~9.203 0.010
135 D-Lac 7K FE408 0.784.0.354 4.905 2.190 1.094~4.383 0.027
IML3E D-d /K481 0.9030.437 4.270 2.467 1.048~5.810 0.039
PT# K 0.9840.352 7.815 2.675 1.342~5.333 0.005
APTT K 1.1820.382 9.574 3.261 1.542~6.894 0.002
INR % 0.8370.522 2.571 2.309 0.830~6.425 0.109
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The value of serum total bilirubin, reticulocyte combined with blood routine examination
in early diagnosis of hemolytic disease of newborn

LIU Yinyin*, LIU Lei, XIA Bangkun

(Department of Blood Transfusion, Fuyang People’s Hospital, Fuyang, Anhui, China, 236000)

[ABSTRACT] Objective To explore the value of serum total bilirubin, reticulocyte combined with
routine blood test in early diagnosis of hemolytic disease of newborn. Methods The clinical data of 205
newborns with maternal-infant blood group incompatibility in Fuyang People’s Hospital from July 2019 to June
2020 were retrospectively analyzed. Newborns with hemolytic disease were classified as the occurrence group
(n=61) and those without hemolytic disease were classified as the non-occurrence group (n=144). The levels of
serum total bilirubin, reticulocyte and routine blood tests were compared between the two groups, and ROC
curve analysis was used. The combined blood tests of serum total bilirubin and reticulocyte were used to
hemolyze the newborn. Results The serum total bilirubin and reticulocyte levels in the occurrence group were
significantly higher than those in the non-occurrence group, and the difference was statistically significant (¢=
12.492,5.875; P<0.05). The WBC level in the occurrence group was significantly higher than that in the non-
occurrence group, and the RBC and Hb levels were significantly lower than that in the non-occurrence group,
with statistical significance (r=4.334, 3.079, 4.168; P<0.05). There was no significant difference in PLT and
RDW levels between the two groups (P>0.05). The ROC curve analysis showed that the areas under the curve
of serum total bilirubin, reticulocyte, WBC, RBC and Hb were 0.901, 0.808, 0.681, 0.619 and 0.674,

respectively. The area predicted by serum total bilirubin, reticulocyte and combined blood routine indexes
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*BAEMEH % K K, E-mail : lyy86042118708@163.com

%
2t



- 270 - NTEWiER Tl 20234E2 4 ¥5154% 4524 T Mol Diagn Ther, February 2023, Vol. 15 No. 2

(WBC, RBC and Hb) is 0.934. Conclusion Serum total bilirubin, reticulocyte combined with routine blood

test can accurately diagnose newborn hemolytic disease.

[KEY WORDS] Serum total bilirubin; Reticulocyte; Blood test; Hemolytic disease of newborn; Early

diagnosis
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Table 1 Comparison of serum bilirubin and reticulocyte

levels between the two groups of newborns (x +s)

FAFEILME SBELRMWNAITHEKFFRL

EEB (vs)

KHb KRBT TFREEN, ZRAZRIEE
X (P<0.05) ; Bi4H ) PLT }2 RDW /K F He g, 22 5%
TG4 L (P>0.05), W2,

2.3 IS B NHELEE | LT A0 M A I A T

iRl MRSy R 41212 . 353 1 Bk
jﬂj:] n I S NHLT K (wmol/L)  PIZILT 41 (% ) S 37 A LI L i Wi (8
KA 6l 213.52 £19.63 6.0 2.12 s A s
;Ej’ig__gﬂ 144 181.63+15.32 4.03 +1.33 [/J\ ml‘{ﬁ AE'\ HB éI % N IX_XJ é/rl éI zEH H@Eﬂé = Jfll l% %ﬂ*ﬁ
HA 12.492 5.875 ML F B —KE I (P<0.05) . WL 3 E 1,
P 0.00 0.000
F2 WMAFEILHMEMIEFRILE (v+5)
Table 2 Comparison of blood routine indexes between two groups of newborns (x +s)
21 531 n WBC(x10’/L) RBC(x10%/L) Hb(g/L) PLT(x10%/L) RDW (%)
KAM 61 15.10%4.01 3.77+£0.85 146.21+18.95 270.56+25.65 16.06+1.54
KEEMH 144 12.84+3.13 4.12+0.71 158.87+20.26 263.33+25.54 15.66+1.48
tE 4.334 3.079 4.168 1.851 1.748
P <0.001 0.002 <0.001 0.066 0.082

*3 MERRELIER. WLALTHAEL S MLE HE T #5 4
JLA I s Y 12 i B
Table 3 Diagnostic value of serum total bilirubin,
reticulocyte combined with routine blood test in hemolytic

disease of newborn
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Figure 1 Diagnostic value of serum total bilirubin,
reticulocyte combined with routine blood test in hemolytic

disease of newborn
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%2 eV iR A LT B2-MG . TNF-« . LDH [k °F-
AL B 55 FUR DG

2wt A A dhdh

(5 ZE] B8y LM EuEm s s p2-mukE A (B2-MG) A ¥R 4L K 1o (TNF-a)
LI W & (LDH) B9 /K P ARfE X S TG At . Ak 3BHL 201948 1 H & 2022 45 1 H 5§ BT o0 BE B
Wik 2 K B BRI R 122 91 AT X G CULER ) , MR 40 [ B 70 30 22 2 (1SS ) 4301 - T 4001 34491, 11 181 46
), T 42 18] 5 5 2 BRI AR Be A7 A4 i L 25 T 0 5 () S AT 118 44 S 0 IR A R R 20 I 22 ke Ml
BEIR EE AT 1SS WA UL B2-MG \TNF-oo \LDH ik, 407500 22 2% 1 B B 2 T 1 00 A B A
%, RHZJT Logistic A 1520 2 M B 8 B E B ARMAERKE, &R WU B2-MG.
TNF-o .LDH 7K~ 35 1 25 5 T X IR A, 22 S B Ge it 2 L (P<0.05) . B2-MG . TNF-a,LDH 7K~F-: Il 1]>
A>T 8, 2R HA G FE X (P<0.05) . W5 RAF4H 101 6, )5 AN RAFH 21 6], WM 5] AF S
ISS J3 4 H BEH A0 L) L C RN B AR B /NI B $R 25 S TR e 2R 1 L (P<0.05) o T4 I AL
BT - bk L 40 B LU A L B2-MG . TNF-o }2 LDH b5 2% 5 BB it 55 L (P<0.05) ., 44 7T Logistic 18]
VA0 HF AT 60, I LT | APk b 2 40 U . B2-MG \ TNFE-« & LDH 9 5% 1 22 % 1 15 B g 28 25 T AS B )
M7 fER 2 (P<0.05) . #518  IfL1% B2-MG . TNF-o .LDH 7E £ & PE - B b 2 ETH3eik, B 5 R
JEAEE BRI R W RERIT IRt —E S E M.

[X$2i7d] B2-MG; TNF-o; LDH; £ &M

Changes of serum 32-MG, TNF-« and LDH levels in patients with multiple myeloma
and their correlation with prognosis

MAO Peipei*, QIAO Sha, XIAO Jingjing

(Department of Hematology , Nanyang Central Hospital, Nanyang, Henan, China, 473000)

[ABSTRACT] Objective To analyze the changes of serum B2 - microglobulin (2-MG) , tumor
necrosis factor-a (TNF-a), lactate dehydrogenase (LDH) levels and their correlation with prognosis in patients
with multiple myeloma. Methods A total of 122 patients with multiple myeloma admitted to Nanyang Central
Hospital from January 2019 to January 2022 were selected as the study subjects (observation group). According
to the International Staging System (ISS) : 34 cases of stage I, 46 cases of stage Il , and 42 cases of stage Ill.
Another 118 healthy people who underwent physical examination in our hospital during the same period with
normal conditions were selected as the control group. The expressions of serum B2-MG, TNF-a and LDH in
two groups and multiple myeloma patients at different ISS stages were detected. The single factors influencing
the prognosis of multiple myeloma patients were analyzed, and the risk factors influencing poor prognosis of
multiple myeloma patients were analyzed by Multiple Logistic regression. Results The levels of B2-MG, TNF-a
and LDH in the observation group were significantly higher than those in the control group, and the difference
was statistically significant (P<0.05). The levels of B2-MG, TNF-a and LDH: stage Il > stage Il > stage 1,

the difference was statistically significant (P>0.05). There were 101 cases in the good prognosis group and 21

LB g E A AR5 B (LHGJ20190913)
Ve 4s @M P s E R ik AL, 7T, &8 473000
*iBAZAE S £, E-mail : maopeipei2022@163.com
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cases in the poor prognosis group. There were no significant differences in gender, age, ISS stage, bone

marrow plasma cell ratio, C-reactive protein, albumin and platelet between the two groups (P<0.05). There

were statistically significant differences in serum creatinine, neutrophil-to-lymphocyte ratio, f2-MG, TNF-a

and LDH between the two groups (P<0.05). Multiple Logistic regression analysis showed that serum

creatinine, neutrophil-to-lymphocyte ratio, 32-MG, TNF-a and LDH were independent risk factors for poor

prognosis in patients with multiple myeloma (P<0.05). Conclusion Serum 32-MG, TNF-«, and LDH are up-

expressed in multiple myeloma, and are closely related to the prognosis of patients, which can provide certain

reference value for subsequent treatment.
[KEY WORDS]

2 Rk B R JE TR A R T
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HAEME kA EREPREMER ., AXEE
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1 #ABEHE
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K H 7 Ki 565 >R FH £ T Logistic [B1H 43T #2102 &
PEB SR B TS A R ek N ER s B 2L P<0.05
hESHAGEE XL,

2 HR

21 M4 B2-MG . TNF-o .LDH Fik L #%
MELL] B2-MG , TNF-« \LDH /K44 i 2 & F
YR, 2R BA G X (P<0.05), WK1,
%1 THP2-MG.TNF-aLDH Riktb % (v+s)
Table 1 Comparison of 32-MG, TNF-a and LDH

expression between the two groups (x +s)

%  n  B2-MG(mg/L) TNF-a(pg/mL) LDH(U/L)
XFIR4. 118 2.660.63 4.62+1.53 179.24+21.59
WELL 122 5.91+2.37 6.93+2.75 342.88+36.42
tH 17.868 9.480 46.637
P1E <0.001 <0.001 <0.001

2.2 K[ 1SS 53] B2-MG . TNF-o \LDH 35 H ¢
B2-MG . TNF-o \LDH 7K F-: T > 1T #84> T 1,
R BAGHE X (P<0.05), W2,

R2 AEISS 5rHI B2-MG . TNF-ae \LDH R3IELLE (x+5)
Table 2 The expressions of 32-MG, TNF-a and LDH in

different ISS stages were compared (x +s)

A n B2-MG(mg/L) TNF-a(pg/mL) LDH(U/L)
I 34 4.03+1.62 5.81+2.06 261.87+25.94
i 46 5.12+3.41° 6.42+3.46" 306.85+33.02"
mi 42 8.29+4.05" 8.39+5.81° 447.92+46.72"
Fid 17.95 4.16 276.19
P{H <0.001 0.018 <0.001

a5 T, “P<0.05; 5 11 HeEk, °P<0.05.,

2.3 N &R BRI R WS IS 0L B R

a4 101 6], Bl J5 A R ar4l 21 6], 7
PN A 1SS 433 - RE S A M L 4] L C
B A A LM 2 R G E L (P<
0.05) o AL UEF . HvE-ibk EL 40 B H A . B2-MG
TNF-a % LDH b # 2 5% B 4t 22 8 L (P<
0.05). WL#E 3,

x3 FMEAMEHBEEETEBERANERE (=)
Table 3 Single factor influencing prognosis in patients with

multiple myeloma (x+s)

Wm RaFd BURARY

s (n=101) (n=21) rifi P
HEM (B ) 76/25 15/6 0.133 0.714
A (%) 60.936.74 61.66£6.83 0450 0.653
I(SIS g;;/ﬂﬁ /) 29/38/36 5/8/6 0.188 0.910
s )
i%ﬁffﬁ;%@ ! 64/37 13/8 0.016 0.899
CRRWVEH (mg/L)  8.61%2.15 0424253 1522 0.130
HEH (g/L) 36.75+6.52 37.44+6.64  0.439 0.660
I WLEF ( pemol/L ) 1.06+0.21 2.24+0.88  12.082 <0.001
ig-ﬁlﬂjéﬂ]ﬂ@ 2.05+0.84 3.68+1.88  6.264 <0.001
I/ (X10°/1) 191.11+20.52  192.43+20.64 0.267 0.789
i £1 8 1 (/L) 126.37+17.84  165.11+23.71 8.526 <0.001
B2-MG(mg/L) 5.69+2.37 6.99+3.71  2.005 0.047
TNF-a (pg/mL ) 6.15+2.59 10.68+3.94  6.605 <0.001
LDH(U/L) 321.51+30.80  445.65+37.56 16.125 <0.001

2.4 YN Z R IR E B R UG IE L 2 R &R

22 5T Logistic [0V 43 AT ol 1, I LA L A -
WL 20 L B2-MG \ TNF-a J2 LDH N340 £ &
PR B B8 AR TS N Rl ST fa B R &R (P<
0.05). WFE4,
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B G 5 BR AR 1 Bl e BEAY A0 0, 5 BOM G A B B
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FN B e, ELAR IS BR 04 i g8 40 i 7= 4 B2-MG

R4 BMEEEBREBEEENEAIREARZSN

Table 4 Analysis of multiple factors affecting poor prognosis of multiple myeloma patients

B # RFEE X [ie(E] BIHRE  FRMER Wald @5 OR(95% CDH PH
X, I LT 0=<176.8 p.mol/L ; 1==176.8 wmol/L 0.425 0.132 6.869 1.529(1.180~1.981)  <0.001
Xo  PPE-RELANAE L 0=<>2.4;1==2.4 0.613 0.193 3.123  1.845(1.264~2.3694)  0.049
Xs MLETEE SEE 0.491 0.138 4.915 1.633(1.246~2.141)  0.009
X, B2-MG 0=<5.5 mg/L; 1==5.5 mg/L 0.516 0.143 3.953 1.675(1.265~2.217)  0.022
X TNF-a 0=740~1540 pg/mL ; 1=<740 pg/mL, 0.392 0.129 7622 1479(1.149~1.905)  <0.001

>1540 pg/mL
X, LDH 0=<240 U/L; 1==240 U/L 0.353 0.112 9.573 1.423(1.142~1.772)  <0.001
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[ E] BrY %P8 s s R A R S 5 R 32 K5 - ARG A4 (IVE-ET) B i IR 45
JRRIER . Fik S 20194F 10 A % 2021 4F 10 7 il 1l o0 B Be AR 7l BE 24 0 82 6l IVE-ET &
WFFEXTSE ¥4 IVE-ET J5 (4% D 19 50 il 58 H 15 M A PR 2L, IVE-ET J&5 40 % 28 Y 32 ] fR 5 1% o JE LR R
Mo RS BB E WY, FIFH PCR Y1 4076 16S RNAVAG FR5F X, 4347 19 26 51 108 fol bR A 119
IYAHRIE |- ZREVERN B-Z2REME JFHI ] logistics [BIH AT I 5 IVE-ET MLARZS MM SeE . R ARMTIR
#H Shannon 5 U1 Simpson F8 834 & THEURAL, 25 7390 Go it =478 X (1=2.891 .2.665, P<0.05) ;4 PLS-DA
ST R SR S AR AT IR = (R Y B TE G R A TE W 25 5 o ARURZAFLIAT R & T AR LR UR A i
INEAN S A7 5 8 TR E R AR ST R R IR R R PR R BEER B R T AR IR
M, 2T BA G EE L (P<0.05) . FEMENEE 5 FE TERE S HIKEE R
K& IVF-ET §EYRES J 1A 7 b DR 3R, FLRRAT T P R LR e P 22 22 S G2 3 L (p<
0.05), 45t FAIERUEYRES IVE-ET BE IR R A2 B VIR , IVF-ET GEUR 2% 0 2 B I8 i A= 9
DAL AT TR 80/ AN DR SR 3t B A K Ry 2 B AE , L PT BB IVF-ET ST IR 2R IR T b o

[X$EiR] PLEREY R WOMZR-IEIGFAR ; MRS )R

Correlation between distribution characteristics of vaginal microflora and IVF - ET

pregnancy outcomes
ZHOU Xinye, HUANG Xiaofan, WANG Liman, GUO Shaoli, WU Shuqing*
(Reproductive Medicine Center, Shantou Central Hospital, Shantou, Guangdong, China, 515041)

[ABSTRACT] Objective To investigate the distribution characteristics of vaginal microbial flora and
its relationship with pregnancy outcomes in patients with in vitro fertilization - embryo transfer (IVF-ET).
Methods From October 2019 to October 2021, 82 patients with IVF-ET in the Reproductive Medicine Center
of Shantou Central Hospital were selected as the research objects, and 50 patients who had successful pregnancy
after IVF-ET were set as the pregnancy group. The vaginal secretions from the posterior hole were collected
from the two groups, and the conserved region of bacterial 16S rRNA V46 was amplified by PCR to analyze the
distribution characteristics, o-diversity and -diversity of the vaginal microflora in the two groups. Logistic
regression was used to analyze its correlation with IVF-ET pregnancy outcomes. Results The Shannon index
and Simpson index in the non-pregnant group were higher than those in the pregnant group, and the differences
were statistically significant (=2.891.2.665, P<0.05). The PLS-DA analysis revealed significant differences in
vaginal microbial communities between pregnant and non-pregnant groups. The genus of Lactobacillus in the
pregnant group was higher than that in the non - pregnant group, while Gardnerella, Miriamella, Ciliary,
Prevotella, Bifidobacterium, Ureaplasma, Corynebacterium and Streptococcus were lower than those in the non-
pregnant group, the difference was statistically significant (P<0.05). Overgrowth of Gardnerella vaginalis,
Mitobacterium, Ciliary, Prevotella, and Ureaplasma were independent risk factors for pregnancy outcome in
IVF-ET, and the balance of Lactobacillus was a protective factor. All differences were statistically significant

(P<0.05). Conclusion There is a close relationship between vaginal microbiota and the pregnancy outcome of

JAR B bk AR WA (2018) 11 5
Ve Bfs sh kTP ERABESE TS, &,k 515041
*ARAEVEE . A, E-mail : wushu08@126.com
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IVF-ET patients. The vaginal microbiota in patients with IVF-ET pregnancy failure is mainly characterized by

the reduction of lactobacillus and the excessive growth of anaerobic microorganisms, and may be a potential

predictor of IVF-ET pregnancy failure.

[KEY WORDS] Vaginal microflora; in vitro fertilization and embryo transfer; Pregnancy outcome

PR A1 32 K - IR i #% A (in vitro fertilization and
embryo transfer, IVF-ET) H {1 & 5 AN Z29E 4 Tl
Bh A58 B A i) R T B B AR IR Y Rz R
AR BHCARAS RJIG BLa BER S R SR 2
K2R 5 G5 ), 3853 F 8 S 8 G o7 TR 40, 3 B
B ARE DB ) gt Lotk EIE
EANEEENMESREZ —, 4 10% 1) L PEH
TE A R 2 28 R LT R 2, T 3 i = AR 3L
MR 3ok Sk A A Ak 20 TR Y 2R G TR] IR H: A
S8R 5T AT R AT A W B B, AT A B
RS . YZBBRERA MESE
AR AL A R 2 2 S, B GE PHEDRS & A ol Ay, 5
PRI IR HRBTA/E F 32 B R , 5 BUR 3w ffER
i, L F AT Y HOE R, g1 R AE A S
N REAEEIE R B, BB A R R 5 A2
fE R P G R R AOR AR LR AN RAT
PRE5 JR BT AW FE 53 B AS [A] 4T IR 45 )
S8 T8 A ) A R B S G R 4 R A
FE, U S48 IVE-ET AN B4 UR 45 s 1) 38 e A=
Witr&E .

1 ABSHE

1.1 —fRweR

PEFE 2019 4F 10 H & 2021 4E 10 ik i
% e AE B B 2 o 82 i IVF-ET /3% R F 52 %
%o WAbRHE : OB N E & A ZRE ", HBEH
IVF-ET f &% ; Q4EM <40 % ; QR 24 KRG 14
R IRRG ;@ A S 5148 AE R &
OBLE RV o HEBRBRME - DR A HAl 7T 3 pIR
6 Ff R 2R U 1) BRI 5 QR A PN 43 I S5 A G
PI , N2 RO HEEAAE oL A @ E
T B NIESEARE ; @18 T B NIER s ©F 85 i
PR T H RS T E . ARk
L R BE R 2 AR B2 L S o A St . X 82 44
HBE ARG, AR PR IVF-ET 4F JR %5 5243 4 IVF-ET
UE R BN A (IR EH , n=50 ) 14 8 2 W 20 (3E 4 1R
4 ,n=32), PIAFEARTR LI, 2R TG
B (P>0.05), AR Pk, k1,

x1 MAEEHFBLLE (vts)
Table 1 Comparison of basic data between the two groups

(xxs)

Ko BAtnr B
AL BMI FER FEn Wk
(%) (kg/m?) (4F) PR %H
(mm) (1)
FIRZE 50 33.12+2.84 22.74%3.25 3.6622.05 8.72+1.21 1.66+0.35
AELFIRZH 32 32.05+3.41 23.54+3.95 4.01+2.65 8.52+1.06 1.55+0.24

45 n

t{E 1.538 0.999 0.672 0.765 1.557
P 0.128 0.321 0.504 0.446 0.123
1.2 ik

1.2 PE S WYRAE

S WURE WA 7, T IRIG RS AR T, 48—k
PR TG R AR AR (V0 B e g7 A BRA D) L A
28 5 AL, BN A SRR A I
FIIE 73 W6 ) B [R) ISR AR = AN AT AR A, A
50% A4 K & H il 3 mL, —80CAR IR AR AF
1.2.2 DNA #H

W e AT BB 43 W I B0 B TR DAL,
8 000 r/min & 10 min (F.02ER 15em) , F BV,
— I 500 pL 22 il A .20 wL 19 2K 11 i K
500 WL 2% i B . 500 pL Jo/K ZEE4E, 12 000 r/min
B0 2 min, R B AR A E . B
BT EOHL, 12 000 r/min 550 2 min (B .02F 42
15 cm) , Z BT 50040 WL PERE , B i AR
PP,
1.2.3  PCR 4" 4%l = 3 12 03

L 16S rRNAVA6 57 X #1514 05 -
ACTCCTACGGGAGGCAGCA-3', FiE 51 ¥ .5 -
AYTGGGYDTAA AGNG-3'#47 PCR ¥ 14 , Ll 2%
Bt R W B FC LUK R AT 53 0, SR FH R A T A ik
(AXYGEN 72 /) %F B i F BeAT e i, PCR 473
PR AT i, SR HEE I F UK AT R . B
J $a FRAE AN FEAS B 0 2 SR IR A T AR R HL 51 4 TR
4, Fl FH Tlumina 23 & /4 Miseq2000 - 5 JE17 5 18
ST, 4B D8 PR ES F L A
1.3 LS bR

a-Z FEVE % 18 1 Shannon 48 4 fil Simpson $§
B WA R I AR BUE SRR M 2 R R
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EHMERT . B-Z M 32 2558 i fw fe /N — 3fe
1 H 5 43 A (Partial Least Squares Discriminant
Analysis , PLS-DA ) MU AR Z [F] )22 5
1.4 it

¥ i Graph Pad Prism 7.00 il SPSS 21.0 4t i1
A AT B s i AR R 2 ] . TR TR, (R £s)
R, R ¢ K0 L 45 4 ) 22 5 5 1B R L
n(%)Fmn, RH YRR IS AR ET, ZHE
Logistic [71 54387 BB A B AT R 45 R i fa s R %
P<0.05 J 254 Gt Lo

2 #ZR

2.1 PR BHIE A YR a- ZFEMER B-ZREME BT
IR 2H A9 Shannon #8 %4k (1.25+0.77) , B I Uk
20 (1.85+1.11) ; {EUiR4H 1Y Simpson 8444 (0.41+
0.22) , B YR 4H M (0.55+0.25 ) , FF IR £ Shannon
FRECR Simpson 80 & T AL URYL , 2 R A T
7 X (P<0.05), WK1, 2 PLS-DA 7t /s,
U UR 4 5 AR U R 2 22 1] 79 )30 A W R 8 A e 22
SAGI R X (P<0.05), WK 2,

P=0.005
6 i 15 P=0.010
-
§ 4 . ﬁ 10 *
-
. e ° 2 oy
5; 2 L . ; 0.5 bl :
- el - {} -
: ]
w ’:‘ -
o .#‘ g 0.0 i T
U HRZ IR 4T R 2 JEURYL Ak 4T YRR

B FWAREMEDR - SR
Figure 1 a-diversity of vaginal microbiota in two groups
PLS-DA

TEYR4L
B33 2]
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Figure 2 -diversity of vaginal microbiota in two groups

2.2 PIZH YE A WA Va A e KT B AR
A

GEURH FLIRAT I & & T AR GE gR 4, i hn 42
YR aREE FERE T EIREE U
FFOEJE IR AR R R B B K O A R T
AR, 2R WA G5 L (P<0.05) . W
*2,

F2 MAREREYMBHEERKTELHNBNEEILR
Table2 Comparison of relative abundance of vaginal microbial

communities at the genus level between the two groups

WEAF  TIRA (n=50) FELEURA (n=32) (fH P{H
BT H)E  81.25+1.51 67.25+1.58 40.222 <0.001
s H R 4.54+1.65 7.65+1.92 7.808 <0.001
5 )R 1.21+0.52 4.52+1.30 16.142 <0.001
FEWE 1.32+0.25 2.54+1.33 6.335 <0.001
WEREE  0.74x0.21 1.550.68 7.880 <0.001
MUEFT R 0.18+0.03 0.32+0.12 7.808 <0.001
O 1 0.11+0.05 0.35+0.22 7.443  <0.001
B R AT T 0.10+0.04 0.24+0.14 6.201 <0.001
MNE RS 0.1820.01 0.22+0.19 1.491  0.140
BERR B 0.09+0.02 0.13+0.09 3.038  0.003
G 0.10+0.03 0.11+0.05 1.133  0.261

2.3 PBHERUA YIRS RS, R0 logistics [A1H 434

PRIE A= W B b RN s o R 8 A
EWE S EE IR E IR AR R AR K R
IVF-ET 4T iR 25 5y i ST fa B8 PR &, FLIRAT 141 J 14
ZNE AR R R, 2 RS FE L (P<
0.05), W33,

x3 MREMEVEESRIRE R logistics @353 47
Table 3 Logistic regression analysis of vaginal microbiota

and pregnancy outcomes

AR B S.EH Wald ¥ OR{H 95% CI  P{Hi
AMATHEIE -0501 0177 8012 1.650 1.167~2.335 0.005
TSN E R 0554 0124 19.961 1.740 1.365~2.219 0.000
H5EE 0654 0185 12497 1.923 1.338~2.765 0.000
EHEE 0724 0254 8125 2063 1.254~3.394 0.004
YWEREE 0925 0412 5041 2522 1.124~5.658 0.025
MUEHFFEJR 0652 0521 1.566 1919 0.691~5.328 0.211
BREIRIE 0845 0352 5763 2328 1.168~4.641 0.016
PERFFE 0425 0301 1.994 1.530 0.848~2.759 0.158
HEER A 0255 0.115 1407 1.291 0.847~1.966 0.236

3 itig

UEAFR , Bl FREEEAL A4 B AR R SE R K
A TR T B RE TR AN R A B AR K
S T B A B B R (A I PR A R BT L
e 48 i B2 ik P S il 2 3 AT s A B s 2
SO B BUZE YN ORI KR R T
BRI T4 5 A S B O AR S TS B P TR A . A
T RN AR I 5 0 A A B TE T
FE AR E 2R SRUEYRA LA
EGE EATIERGL N, AT BT Kk O RAE L
B DI A8 0 2 uRR | N R A, e 3L
GRAEPEANZEAE
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AWFFELE UL IVE-ET AR R iR 45 f 3
() 1) B 3 T A P R 9 A TR 25 5, R IR AR A R A8
HULERAEY R 2 TR . A, &
ZREMEXT LA AT R I, AR AT R 2H S8 B TR AN B
ASFEE BRI EAK, IR R
B RAG . R e 2 B BH T ek A W B 2L T RE S i)
IVF-ET IR Jifi 35 IR & 32 2 ik 78, H AT IR 45 R vl g
55 ZURF TR B R AR, IR AR B TR AR G . SR
A B A& IVF-ET 2 # o, B 38 S A= 0 1 ol v e B0
BRI A ARG 45 E T B I, X e B AR
Al BB ST PR b i 40 e G e A 20 i o
M T 5 Wi 25 PR FIAE iR 25 = . [ 4b Babu G 48
WHFIE K B, 5N Z0E FR A LR, At B o 1 B A T
AW RE LR ERAT IR R S LSBT AN 2
KB N A 1 22 T B T L K i S A R P T
Joa FH G PR R o i T i

AT 1 logistics 7] 9 43 #7 #2 7~ IVF-ET 4T
DR 2 Jry 5 FLIR FF P ok /D IR 48U A 2 44 T 4% DT A
Ko FRIFEEA  OFLRRAT E R HE RS
RAFEEAEN , —Jy i, Hon] a5 B IE R A0
FRVRG B, B BCHRT S S A RS B 7 4 3B e, o LA
oW R Y BE R RIE R o — 0, T 4y
FH 38 R 11 PR 45 Fa 245 (PHL 3.5-4.5) , BEfS K IG B A48
Zo P JEL AR [ el 3 A b 3ot S Al S A
T3 09 B A AR R AR @ BB
INEEZR T & B IR RS AT 5 b A R R U
T IR L3S 40 14 BH 3 V5 o R ] 2 g
BB & R 20 6, DT i IR it 2 R PN B 5% 8 1 1
R BRAR MR JE S TR IR E AR R
SR il 2 T B 301 R AN R, S EUE S
T8 GF B AR 55, SE TR T DR TR IR K
B PRLR] UL I R AE IVE-ET 1 o] % J8 K &
HFLFF IR R 2 0 3B P05, W] B VR B TVE-ET #:4E
I i v B K A% A X B TE A R R R S )
AedF ey AR, MG BT RS e

Zi LTk, BLE AR Y RS IVE-ET B35 i 4
IR 45 SR 1AL B VK 2, IVE-ET 4 % 2% Wi 25 B 3
Bk A DA LR T TR ek 20 0 R S A el B AR
J EFARE , ELF] B IVR-ET (& 1% 25 W 4 V5 78 15
W48 B3, AR FCVE R ALHIAT @5 )5 2k iF — B IR A
it
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(AT F 8O0 7 i He ) PR DR G 2% 4 RLX L E2 )%
TGF-B1 B850

A M R’

[ ZE] BR B RO 5 PR A B M i 3 (RLX) i - (B2) kA K
-8, (TGF-B) 52 . Frik  dEBORM A £ AN REEBE 2020 45 1 A % 2022 4 5 A I IE Y 122
177 I R 1 R AR 2 ek B B VR SR F S 6 42, S0 B g R R [RGB YT J i AT 40 4L, 4 A WSR2 (5 A
FENC TR AT HIA L R, n=62) X BRAL CR R BR IR, n=60) , LRSI B 38 251 0 \RLX
E2.TGF-B.. I 84 . 11 ZEALEF 4 75 B 26 | BH 38 1 5 BE I 5 B KR 38 P & K (MUCP ) | 5 e it
N (BC) Rl R 2 S (VLPP) . 85 8R  HIRYF A LG, J8 97 J5 WS 41 RLX /K P IG T X JR 41, E2 /K
V- TGF-B,/KF .MUCP . VLPP .BC 8 54 i T X R4, W4 ;R B L 3 42 Ferp gzl 1 L 28 LeF
Y IL T 240 T % HRAL, 9 57 BE IR T X6 BB 4, LU 41 57 Wi 2 | BF 3 i B2 ) L B RE Y 11 e A o 85
EFXTHRAL, 2R WA G F R L (P<0.05) o £ AR A 3T o403t 7= J5 1R 0 P DR R 28 JB 3 L 1l
A R HUAI R SR A B3 — s, il kB B iE s .

[REA] AU RIEL 725 KSR 5 Ahah 38 5 ME % ; TGF-B1

Effects of low-frequency electrical stimulation on RLX , E2 and TGF-1 in patients with
postpartum stress urinary incontinence

ZHAO Jing'*, WANG Sumei', ZHANG Ji*

(1. Department of Pelvic Floor Rehabilitation, the Seventh People’ s Hospital of Zhengzhou, Zhengzhou,
Henan, China, 450000; 2. Department of Obstetrics and Gynecology, the Seventh People ’ s Hospital of
Zhengzhou, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To investigate the effects of low-frequency electrical stimulation on relaxin
(RLX), estradiol (E2) and transforming growth factor-B1 (TGF-B1) in patients with postpartum stress urinary
incontinence. Methods 122 female patients with postpartum stress urinary incontinence who were admitted to
Zhengzhou Seventh People’s Hospital from January 2020 to May 2022 were selected as the research subjects,
and according to the doctor’s orders, the patients with different treatment methods were divided into the
observation group (conventional pelvic floor rehabilitation therapy + low -frequency electrical stimulation, n=
62) , and the control group (conventional pelvic floor rehabilitation therapy, n=60) , and the pelvic floor,
RLX, E2, TGF-B1, type I muscle fibers, type Il muscle fibers, uterine prolapse, vaginal anterior and
posterior wall bulge, maximum urethral closure pressure (MUCP), bladder compliance (BC) and leakage were
compared between the two groups. Results Compared with before treatment, after treatment, the level of
RLX in the observation group was lower than that in the control group, while E2 level, TGF-B1 level, MUCP,
VLPP and BC indexes in the observation group were higher than those in the control group, and the muscle

strength of the two groups was improved, and the muscle strength of class I muscle fibers and class Il muscle

KA B T d s EFAH % (LHGJ20201158)

A AT 1L AR T BB ARE R AR AL, 7T, #8M 450000
2.5 B X AR E R~ A, 7 d, #800 450000
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fibers in the observation group were higher than those in the control group, and their fatigue was lower than that

in the control group, the incidences of uterine prolapse, vaginal anterior wall prolapse and vaginal posterior

wall prolapse in the observation group were lower than those in the control group, and the differences were

statistically significant (P<0.05). Conclusion Low -frequency electrical stimulation can improve pelvic floor

function in patients with postpartum stress urinary incontinence, and has certain effects on hormone and protein

synthesis in the body, which can be confirmed by further research.

[KEY WORDS]
Estradiol; TGF-1

FE 3 P DR JGA 248 1 I R 0 38 v e R T AN
H BN G, IEtEgeit, 3 E O R 2k
RN RIS 19% , T EHE N B R THEE,
FORBRT RN 28% % o s Iy IR e A 32 B Ky A
7 B S B A EE B fer i 2 ] g B0 . 7
TETEAE P AR v s B AR i K I LB AR B,
A T R AR O, ) 2 R BO™ R R 1 R R
AR HBURPLE A 7 A I ) 5% 1, 38
Z R L PRI R HL 7 i MR A, 28 AR LT 4 W
2o IR R IR R AR 255 | e — S5 IF AT 4
5 DR B B4 T AR T MR AR
JoTH , R AT REHE I0 0 H B JE BARAE ) KU
R TC R PR SR T A5 259 R 218 Sl 2k
KA T A o R RO W WL R IR 7
2, A RORRE LA A, i, A S0
77 H 0 R 2 A 18 A R AR P, SR B B IR T
XoF HAA 9t 2% (Relaxin, RLX) M — ¥ (estradiol , E2) .
% Ak K X - B, (transforming growth factor- B,
TGF-B.) /K- B2 AT R 5% .

1 BREFE

11—k

e HCAS N T A BN R R BE 2020 4E 1 H &
2022 4F 5 H W1 WA 1 122 617 5 HE v R 2k
Rt B VR NIRRT S, A B Vg R AN [R3R
SP ORI AT AT AL, A R R A (F LA R R A
I7 IR 3, n=62) |, 7 4 4F 1% (28.64£3.59)
A % B (AL IR R R YT, n=60) 1 2 4F %
(27.5124.13) % s B4 7~ 10— S Rk LR 22 =%
GiiteE R L (P>0.05),

P AFRUE : OFF A CLobE 7 1 IR R ZE 2 W
IRITHE R (2017) ) 7 5 PRIG AR 12 @ e 1150
PR s @A 5 1B TOR e 5 HEBR PR UE : O & I
T QB IR B Qi 3 N AR FAR L

Low frequency electrical stimulation; Postpartum stress urinary loss; Relaxin;

B AR AR RO S
1.2 FHiE

X R BRI YT N 5] F B AT LA IR i
Sl 25, g B K IR S AR LT L B,
EVEWCAR A s RS 3 s, 4EHF 30 min; FRAS AT IR
AR RS S22 YR 4R 30 min, B B A —
4,588 i,

WRER 2 - 7E X RE AL LAk 1 A TR H R R
7 o (TSR P12 B ZE K R AR A T A (R AT
Con N ) B2 7 BH 8 B An A BR 2 |, o5 B0 o
20192090428 ) , HL W — % 3% 2 A0 A I — Ui 3% $ L
WA ATIFAARTFOC B 85 25 8 B vl il 7 T 5
AbF P R i AR B A AL AR AR T A7
R L0 R AP R R, R R S O A
4 105 Hz, ik 56 % & M 740 ws. 38 97 B 18] N 20
min, 48 B E T OG22 PR TSR B, DL IO H AR L
RSkl MR, 2 W R EA T 8 JH
1.3 WEARR
1.3.1 WAL S E B % TGF-B1 X L

TEIRIT A R AR BB R A1 B i ik o 5 mL,
B2 10 cm . 2 800 r/min B5.0> 8 min 43 B I3 ,
SR FH T 366 R o 4 6 o ) B 3 A ot 2R O R L
TGF-B 7K, AL A B 23 AT A (7 4 T 2 B DX A
ZRHHA R ,1QZ1900142)
1.3.2 AN TR L

6t FH 230 LAGE IS () M 38 3 = 7 kB A PR
ZNHE] WA TR ME 20202001650 ) K6 T4 I 7 BT S B
[ B4 | 12 WLEF 2 WL B Hope 55 1
1.3.3 WALAEDIREXS

FH B8 5 A6z 0 B 3 10 BE R R R BN DR
3 B8 i RE IS AR R R ), A U B0 AT I
AN RN A DA RTRERZ 1, #5 911E 58 s A
il o L R N e JR R TR Je B . AR HE
PRJG A EME , W8 e 5e <m0, B B N Bk
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R R I e R A i UE R ) R R
A, BB T RE RS A 1a) B 2 {EATS AL T BRIE
WFoR 5 1 R 5 BB B AT 5 BE R 4358 1
TE BB A R 5 IRt o 5 o 390 910 3 T )5
AN I EE AU RN IR - A
1.3.4  PHALRFLEN J1°A4abrxt b

TRIT TG R IR 3 7122 I A CRUER A5 L
B HARABRAH], H 20070216) Kl 4 25 5 R R
i M & J& (maximal urethral closure pressure,
MUCP) . % it v #4: (Bladder Compliance, BC) M Jf
JK 55 77 (Valsalva Leak point pressure, VLPP) Z{{H .
1.4 GileEork

& H1 SPSS 27.0 et 27 B A 41 B B s L 1 =
FORER T (2 25) B RIS, 2R LERCR AT £ F 55
TR R R H n (%) 3R, AL B FE R R 5
PLP<0.05 K22 5 BA G4 3

2 HR

2.1 WiZl RLX .E2 }% TGF-B1 4%
JRIT AT 4] RLX \E2 & TGF-B, b3 % 5% L5

TR L (P>0.05) IGY7 I 4 RLX K- TR, H
LEL A T % B AL, P4 E2 & TGF-B, /K F L7+,
HWER A Y TR, 2R A G2 E L (P<
0.05), WLFE1,
2.2 AHRICNUINT A

TRIT R AR L 25 S R g it
(P>0.05) ,JRI7 )5 P4l B E WL ¥4 T, Hodowd
LA 1 R NLER4E | 1SS WLET 4 i L) ¥ v F X B
4,957 AR TR IRAL, 2 A S it E X (P<
0.05), W2,
2.3 WHAICIIRE L

RIT AT A T RE L 22 S RG24 78 L
(P>0.05) , ¥397 Ji WS 2 F 5y i 02| B 38 i BE K.
Je BERY R R R, HOWERA] N R o, 22 5%
A8t L (P<0.05), W33,
2.4 WK 156 bR i

TR T A PR it 3l 1 SE R AR LR 25 S T Se T
2274 L (P>0.05) , 3497 J§ MUCP . VLPP .BC #5454
LT, HMER A TR, 2R A5 E X
(P<0.05), WL#4,

*®1 FHRITHIE RLX.E2 K TGF-B1 LLE (x+5)
Table 1 Comparison of RLX, E2 and TGF-B1 before and after treatment between the two groups (x +s)

3 . RLX (pg/mL) E2(pg/L) TGF-B.(pg/mL)
NEpigif] RIT IR VRIT I RIT IR BT RIT IR
WML 62 88.11x12.13 57.33+8.47 25.67x16.54 60.13x18.42* 105.67+18.74 140.79+7.43"
X HEZH 60 87.96+12.34 71.08+9.67" 24.92+17.01 50.06£17.35" 106.17+18.50 127.44+8.38"
i 0.090 11.812 0.247 3.106 0.148 9.300
P1H 0.928 <0.001 0.805 0.002 0.882 <0.001

H: FALRYT R A, P<0.05,

®2 WMARTHRARMNNAER (x+5)

Table 2 Comparison of pelvic floor muscle strength before and after treatment between the two groups (x +s)

- 1 ZSHLEr4E LT 1 & JULET di g 55 E M ZEHLEF4E LS IS LET H 3 57
2 — - SR - — - — -
IRYTHT RIT IR JRITHI RITIE VRIT I BT A VAT HI RIT IR
WEEH 62 1.23+0.31 3.16£0.29°  —3.46+026  -2.79+0.10°  0.43+0.12 0.89+0.25° bEpAgin] VWIT G
YA 60 1.33+0.42 2.14+0.27°  -3.51+027  -3.17+0.18"  0.41+0.13 0.75£0.23*  -1.89+0.11  —1.01x0.09"
A 1.500 20.091 1.042 14.475 0.883 3.216 -1.83£0.12  -1.51+0.11°
Py 0.136 <0.001 0.300 <0.001 0.379 0.002 2.880 27,518
MR RIS LR, *P<0.05,
*x3 WHRBRIRINEELLE [(n(%) ]
Table 3 Comparison of pelvic floor function between the two groups [1n(%) ]
. T 2 9 3 i A 114 9 30 S R i 114
— n >, IRVIN > > VN > —. > VN >, —
TR YT H AT IR JRYT I BT IR IR YT H WWIT IR
ML 62 35(56.45) 5(8.06)" 49(79.03) 13(20.97)" 26(41.94) 4(6.45)"
papileEEl 60 34(54.84) 13(21.67)" 48(80.00) 32(53.33)" 27(45.00) 11(18.33)*
PaL! 0.001 4.486 0.178 13.720 0.117 3.992
P 0.981 0.342 0.895 <0.001 0.733 0.046

1 : TRl A He A, *P<0.05
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%4 WA MUCP.VLPP.BC EbER (v +s)
Table 4 Comparison of muCP, VLPP and BC between the two groups (x+s)

o . MUCP(cmH,0) VLPP(cmH,0) BC(mL/cmH,O)
JRITHT BT A TRITHT RITIE VRIT T BT A
WEEH 62 74.28+5.05 90.74+6.89* 82.16+4.97 106.77+6.94° 39.11+3.74 49.31+4.78°
XJ HEZH 60 73.97+4.62 86.71%5.46" 82.39+5.04 98.45+5.16" 38.96+3.78 42.25+4.91°
XiE 0.353 3.573 0.254 7.495 0.220 8.047
P 0.724 0.001 0.800 <0.001 0.826 <0.001

W AR A, P<0.05,

3 i

LoV A B A 2 R 2 B ILIA AL
S0 AN R X AT A A 2 A5 0 R A P 0T
SO G N HABIE W A A T S X MR
M —RE A, B B RERE G

E2 A1 2y 19 3550 28 P 5% T i e B 58 2 A AR
&, e T E LA A o ST TTARE , 22 R
J5 B2 KT, AR DI RE W R 5 I B2 KK
55 ZE R WU I S A7 A — 5 R o AR SCHFFE 45 2
BoR RIT IR B B2 K T IR, 5 Rk
WHIAT o (HXET B2 715 L AL S 31 10 A G i iE
B X PR AR 2 — PSS . TGE-B, A A7
Y A0 2R A AR R D RE , XL A S5 4 R e
JE A AT —EVE T, TGF-B. RE A2 iF 8] 5 25 11
I, R R A R AR DIAE . 1 AR
FERM, IRREE 8 TGE-B /K FAI, IR S 74
FLR, S B R AL 2R ot ) B A B %, ik —
AINE RS EY . RLXAE N Z IR E K
KPR T AL YR ON G, T LIRS s A 4 5K [ 3E
5o ASCHEFEAT R AR R WA RLX 7K
T X AR, TGF- B, K15 T X B2, S5 P Qe
Shapiro & T FE A R ARAT o 3 AT R IR D IR
R, TR ) S R 8 S L T T 4 N
Hay, S PTG e R AR B ) A B AR i e R LR
HA B, B2 e TGF-BKF-, B35 2 IR 4 U BE ,
— G GRAR AT IR, DML RLX K- 1
G, I TIPE IR AR 3 i TR LER 4248, AT
SRR 0 B RERE R 5 A
SFECTE A X BT RS B A A A I
RIS AR Y R AT LA e R i v AR
H AR, W RE G FIBLIA G 2 B Ol . A
SCHH 2, UESEARSI AL AT LA 27 T A
PEIRRAE B E N REIE A, 4 v 1 S 46 L A3 2L
IR ARG 1 o e A 2R R 4R e R R AR T B

D3 — 71, T PR R ES 5 I E B VLPP Ay 5 i
17432, VLPP J& 48 S /N PR 1, AT AR Ry Ak 45
FRYJGE R 8 bR , 2 ) PR R 25 12 Wi bs =2
— o 1M MUCP BER B IR IE 5L WIRAS , BC I S ik
5 I JUL PRI XoF IR YR 28 K A TR 32 0 %48 B A B TR
KRBT BRIk . R e ER
H 0 o0 2R LI s i Hh 4 VPP & BC iR JR
Wi sh 1 2FFE bR RE NS BV B B S HEIR o ASHF
Y45 R WYY 5 W EE4H MUCP . VLPP . BC #5¥5
Y@ T X B4, 5 Dubinskaya 55 U fF 5% 245 S AH
i) o AL HB A PR I Bh 0 A A X A 2 |, VAT r o3
AT D o H A S UL PR A i &, e TR
FENCHILPA 0 PR B P & ), G2 A R 3 PRR R IR , $2
FERTTRUR -

g5 L AR F RRORT B IS e R IR R A
HBH R IIRE  SHLA RLX  TGF-B1 . E2 /K34
—E R, o] P — B BFIEIE S

5% 3k

(1] KRF,ABIN . M 228 B ot 25 A AR T4 S5 4 iR 0
PEIR R EE R SRR SR [T ], FIREE 2%, 2018,47(14) : 1885
-1888+1895.

(2] PRI, i —3 , Tk T, 26 A il 28 R A R NI ZRiA
7 L Pk R T R PR R AR BRI R SR [T ], AR 2)
7R, 2020,35(12) : 6434-6436.

(3] BRI AT, A% . ol B AR HEIL ) 40 ORI 430 2 1 L E PPl
PR TR PR R R A o R LT RE ARG R [T ], e
2R, 2020,100(37) :2908-2912.

(4] RAIF, XU, 1 8, 55 . ARAR A R 5 B R U R
T X 2 P PR R A R R M D) g R A T T A 1 R
W[ ]. AP EPERRE, 2019,28(6) :104-107.

[5]  wpfRBE2A iy Rl o SRR . Lotk R SRR R
LW RG T AR EE (2017) [T ], h A= Rl ik, 2017, 52
(5):289-293.

(6]  ZKiEHy, 0 E2gk, 25 5 B RIA YT X ™ 5 T D)
PR AR H 3 LTy S DR 2 1 S i s g (3], A [ s R
Rk, 2018,20(6) :937-939.
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A% B0 T2DM £ HFPEF (8.8 1 5 2 HEhi . 0vas
k) 2 MHR . NT-proBNP /K 15500

s WER FET AR

(# ZE] BB WEHAEHGT 2 B0 R (T2DM ) £E 5 143504 8 1.0 ) %35 (HFpEF) H 3 %
S FEARDT o0 25 T S A AN /v 2 3 g R P [ 7 L (D (MIHR ) 2 35 A 3 i A1) 6 K AT 448 (NT-proBNP )
K . F73k EE 2021 4F 4 A &2 2022 4F 4 A b4 5 N R EE BEIRIA 19 87 9] T2DM £
HFpEF [, DABENLEL 727545 A R AL 43 (IR EE 4 44 71, 5 BE AL 7 8 B0 4 Sl IALARE S bt 0 ) 50 245
YIAIT R ALE IR L T IR A8 SR IT A 6 A H o B BALIA T RS BRI 8 bR A & 2 3R BT
B AL 0 F SR LT A AL 45 4% L S MHR . NT-proBNP 7K V728 4k, , i 57% W3 25 1 25 91 Ja) S B 2
N, 8RR 6 HFEA K (FPG) (&5 2 h I # (2 hPG) M IM 212 11 (HbAlc) K& ik i %
HHLAEE(HOMA-IR) BHIL TR IR, 22 F A G124 8 L (P<0.05) . WERLIRIT 6 G 2 D B EF ik R4
TRFE B (LVEDVI) | 250 25 S 45 A 3 258 TS B0 (LVES V) J 760 %8 B i 45 4 (LVMI) | 270 2% B My 18 50
(LVRD ST X IRA, 22 A G122 8 L (P<0.05) o MEEALIRYT 6 F 5 i 5 57 4 25 1 -9 (MMP-9 ) |
ML B ZE C(CysC)BURF XA, ZR A5 FE X (P<0.05) . ML IEIT 6 H 5 1L NT-proBNP
J MHR 7K E PR TR IR, 22 56 B2 8 L (P<0.05) . WA B RN KAZEMI, ZR TS5
X(P>0.05), G5 EAKHIE A4 S H T2DM £ HEpEF H 2 MUK, B0 IR i =R, 8 fE 0 55 .0
ZE A, N8 NT-proBNP K MHR /K-, & 4 PR 55 o

[REIA] ARG 2 BUBEIRN 5 ST I 70 B0 BR 0 Ty vy s R AL OB HAY

Effects of dapagliflozin on insulin resistance, ventricular remodeling, MHR and NT -
proBNP levels in patients with T2DM and HFPEF

LIU Shanshan', SHANG Suliang', SU Hua®, LIU Cuiging'*

(1. Department of Gerontology, the Eighth People s Hospital of Hebei Province, Shijiazhuang, Hebei,
050000; 2. Department of Physical Examination, the Eighth People’s Hospital of Hebei Province, Shijiazhuang,
Hebei, 050000)

[ABSTRACT] Objective To explore the effects of dapagliflozin on insulin resistance, ventricular
remodeling, monocyte/high - density lipoprotein cholesterol ratio (monocyte/HDL - C ratio, MHR) and N -
terminal pro - brain natriuretic peptide (NT - proBNP) in patients with type 2 diabetes mellitus (T2DM)
complicated with heart failure with preserved ejection fraction (HFPEF). Methods 87 patients with T2DM
and HFPEF admitted to the Eighth People’ s Hospital of Hebei Province from April 2021 to April 2022 were
selected and divided into the control group (43 cases) and the observation group (44 cases) according to the
random number table method. The control group was treated with routine blood glucose control and anti-heart
failure drugs, and the observation group was given dapagliflozin on this basis. Both groups were treated for 6
months. The changes in glucose metabolism indicators and insulin resistance index and changes in ventricular

remodeling parameters, serum biochemical indicators and levels of MHR and NT-proBNP were observed before

A AR A A DAL E A SO R R A (20190721)
VEH AL 1 ALl BAANRE RS, 7T, & % JE,050000
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and after treatment in the two groups, and the adverse reactions during medication in the two groups were
recorded. Results Fasting plasma glucose (FPG) , 2-hour postprandial blood glucose (2hPG), glycosylated
hemoglobin (HbAlc) and homeostasis model assessment - insulin resistance index (HOMA - IR) in the
observation group after 6 months of treatment were lower than those in the control group (P<0.05). Left
ventricular end-diastolic volume index (LVEDVI), left ventricular end-systolic volume index (LVESVI), left
ventricular mass index (LVMI) and left ventricular remodeling index (LVRI) after 6 months of treatment in the
observation group were lower than those in the control group (P<0.05). After 6 months of treatment, the levels
of serum matrix metalloproteinase-9 (MMP-9) and serum Cystatin C (CysC) in the observation group were
lower than those in the control group (P<0.05). The levels of serum NT-proBNP and MHR in the observation
group after 6 months of treatment were lower than those in the control group (P<0.05). There was no statistical
difference in the incidence rate of adverse reactions between the two groups (P>0.05). Conclusion

Dapagliflozin can effectively control blood glucose levels in patients with T2DM and HFpEF, improve insulin

resistance, reverse ventricular remodeling, and down-regulate NT-proBNP and MHR levels, with high safety.
[KEY WORDS] Dapagliflozin; T2DM; HFpEF; Insulin resistance; Ventricular remodeling

S A o3 B BE 40 77 32 Mg (Heart failure with
preserved ejection fraction, HFpEF ) J&—Fityj £ A= Bl
S JBT PR AR B I IR 5 B A, 29 15 0 ) 5 95 (Heart
failure , HF ) (% AR 40%~T1% , S4B AL
SRR SARTE , {H 22 0 3 558 1 53 %% (Left ventricular
ejection fraction, LVEF) KEUEH " . HHFFRINN
2 B IR % (Type 2 diabetes mellitus, T2DM) 5
HFpEF &4 % UIAH G, Al fig 5 T2DM 51 5E 1 N B2
4 A 1) fig 25 AL L JBR I 2R HRPT A T B0 IR T B
FE IR ARl A 0y P R AT 5 R R A O IR A& 1
e — P BAT R RO AT M R e B i AN -
7% W R 4 32 25 11 (Sodium-glucose cotransporter 2,
SGLT-2) il 51, A AE 00 il o5 0k 4 2 4 o e i
W BA R R0 JIE BB O AP AE R, BiA R R —
BT R 1R B 25 e b A, HET
SGLT-2 7E T2DM £} HFpEF F J& 175t H A O 1fi 45
PRAYHE IR F5 #E— D OF SRR S . ARHFSY 2R
IRAE B AE IS T IR T CR  IRB TR -

1 BREFE

11—k

YEEL 2021 4F 4 J F 2022 4F 4 H 468 45 A
RS B2 B Wi 19 87 1] T2DM £ HFpEF (3% . 44 A
i . OIFF A T2DM b0 2 W s @ LVEF=
50%; @ INFE g T~ . HeBRbriE . & IF
SR DK ZE A E | B s S BRI R O L
i R A JOE S 5 5 X BF 5T 24 ) e el R T 37 R
H s OFETE A B tE R s B Ui E S % D%
PR R OIE LS B MERE . KEREE

MR BB HLECT 2R 10 43 g kT B2 43 1 FIULER 41 44 1],
P4 — P R} 8 25 S e gE i 2R B L (P>0.05) ,
USRI N 0 A Ve oy (e LI SRR i Rl S TR U
ZIRE KR O EF G .
1.2 JRIT L

Xof FEZH - A4 ] 1WA e 0 T 5 9 2 R
7, H T I R K R A B 2 L B A2 AR BH
25 FIRFNVEATHUO IR, 4G L FEIE R (BT
FI R, [ 245 i 5 - H32025390) 6.25 mg/ik , 3 K/ H ;
WK LK (F it I 2500, [ 285 4E 7 H31021074) 20
mg/¥X, 1 ¥/ H ; Bl 7] DT K (Bayer Healtncare Manu-
facturing S.r.1, & 2 i : HI20120237) 100 mg/d; Ul
AR A (AL mtu e i 25, [ 25 E 7 : H20000292) 2.5
mg, 1 /d, LR v IR R 5 mg/ik . JF T = H XL
IICCIE R KA 2400, 24 1 : H20031104) 500 mg/d
BB B 2R A5 ] b

WL ZH A0 R FEml L 73k 4% 511 (AstraZen-
eca Pharmaceuticals LP, [E 24 1 &% : HJI20170118) 10
mg/d Ak, LT ESHRTT 6 1 H .
1.3 WERHR
1.3.1 BRI BB & = AT ae 4k

TARIT T SARTT 6 A H J5 BB 5 I # ki
FEAR 5 mL, 3 000 t/min &0 5 min (80248 10
cm) J5 43 B I , DA K4 B Sl OS4SR ) £8 2 25
JI& 1l B¥ (Fasting plasma glucose, FPG) % J5 2 h Ifi.
(2 hours postprandial blood glucose ,2 hPG) ##{k
1L 1 2 H (glycosylated hemoglobin, HbAlc ) 7K ¥,
FF 1A R 5 R HEPTHE %L (homeostasis model assess-

ment-insulin resistance index , HOMA-IR ) .
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Tl WHMERIFLE [(x+s),n(%) ]
Table 1 Comparison of general data between the two groups [ (x+s),n(%) ]
Ll ) .
2H n AR (%) 7 ~ % W bR A (A7) W4 i (mmHg ) #F 3k K (mmHg)
XJ HEZH 43 64.17+5.21 28(65.12) 15(34.88) 5.13+1.47 125.15+10.33 71.88+6.25
WM EEL 44 63.89+5.36 30(68.18) 14(31.82) 5.22+1.39 123.96+10.40 72.11+6.34
iy 0.247 0.090 0.293 0.535 0.170
P{H 0.806 0.762 0.770 0.594 0.865
1.3.2 OEEMSEOM I E R bR IR AR MBS SEAS B &2

TR HTGRTT 6 A JR LLTH-970 23 i
S W (VLI AEAE HL -3 8 ) W BB 3 R AT A
THE 2 B85 200 = BT SRR I 25 FRFE 45 (Left ven-
tricular end-diastolic volume index, LVEDVI) . Z&.[»
28 W 45 K B 25 FH 48 % (Left ventricular end-systolic
volume index, LVESVI) J& 7 .0» % i 5t 45 %X (Left
ventricular mass index, LVMI) | & /0> & 5 ¥4 45 %4
(Left ventricular remodeling index , LVRI) , [f]H Ui
A2 B A5 IE ## kil 3 mL, 3 000 /min #§.0> 5 min
(B0 42 10 em) J5 43 BS I , DA I G 5 W B ik
5¢ VML %8 57 43 J& £ 1 §-9 (Matrix metalloprotein-
ase-9, MMP-9) | IfiL i Bt #1 & C (Cystatin C, CysC)
ARSI, 3270 G 1 FE R R R B A BR S
1.3.3  HL A% 40 M/ % R RR &R 1 IR R BE L
(monocyte/HDL-C ratio , MHR ) } % 3 7 it figi #1] &)
JIK i & (N - terminal prosoma of B-type natriuretic
peptide , NT-proBNP ) /K-

R A5 A A Dk M. 3 mL, R 4R RS ] [ |
3 000 r/min &5.0> 5 min (B0 24 10 em) Ji5 47 85 1L
I, 18 H HA-360 4= [ 2y ifi 20 M 53 A A (CSERR A=
R ) 56 B A% 40 LA 5 ARSI, D) BS-280 42 A 3
A ARAR (3l 5 BE 9T ) 56 1 i 2% g 2 1 IR [ e
(High density lipoprotein - cholesterol , HDL-C ) £
D, 315 MHR o Jf 08 PR B 92 43 B A3 A 0 1
11 NT-proBNP 7KV, i 5 G W) A g st SE AR .
1.3.4 AR

W% 7 2 A8 2 ] 24 391 TR T T Eh RE S

1.4 Giitsorik

DL SPSS 23.0 {4 ab ¥ 55 4 | i 5 5% R LA
(% )R AT K5, THECRB L n (%) Fon 47
LRSS, DL P<0.05 2R Ba e L.

2 HFHR

2.1 PRLDREACIHE b SR & R RS 200 e

WMELLHIGYT G FPG .2 hPG . HbAlc }2 HOMA-IR
PR T XA, 2740 %1% 8 L (P<0.05)
W2,
2.2 WALEEHSEN

W5 496 J7 J5 LVEDVI, LVESVI, LVMI,
LVRI K T XA, 2 5 A 51t 3 L (P<
0.05), WL# 3.
2.3 WO E EA MG AR L

WMELLLIE T J5 MMP-9 | CysC 1% F X} iR 4,
ZERAEGIFE L (P<0.05), WLk 4,
2.4 W4l NT-proBNP & MHR 7K-~F-%F Lt

W2 434 97 J5 NT-proBNP K MHR /K - 15
T XA, 25 A5t 5 X (P<0.05)
W5,
2.5 WA RN A AETE BUR L

WEL L B 2 B DI REAN 42, 55 A 3 191 oh
UIRESEH AN KR & A4 %0 11.36% (5/44.) 5 % R
20 BB 1 5, B DD RE SR 2 ), R RN &
"R N 6.98% (3/43) , LS KL Ry & A2 R % L
ZR TG HEE L (1=0.501, P>0.05) .

®2 FABECHEERERRERRAEHE )

Table 2 Comparison of glucose metabolism indicators and insulin resistance index between the two groups (x+s)

i . FPG(mmol/L) 2 hPG (mmol/L) HbAlc(%) HOMA-IR
NERE] ifIT)R YT iIr)A YT fIr)A IRYT T fIr)A
XL 43 10.01£1.36 7.94x143°  13.82+211  10.82+149°  9.14x1.13  7.66x1.08'  5.16x0.89  3.33x0.49°
MZEAL 44 9.94x147  7221.36°  13.77+2.36 9.31+1.37" 9.05x1.32  6.89£1.23'  5.00x0.77  2.96x0.36'
il 0.230 2.407 0.104 4.922 0.334 3.100 0.393 4.020
PAi 0.818 0.018 0.917 <0.01 0.739 0.003 0.696 <0.001

T SARAIRIF AT, *P<0.05,
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x3 WHOLEEWMSHIILE (v+s)
Table 3 Comparison of ventricular remodeling parameters between two groups (x s )
- LVEDVI(mL/m®) LVESVI(mL/m*) LVMI(g/m*) LVRI(g/mL)
ZHoy n N N o o N N o S N N N
IR RITE 1RYT T RITE TRYT T BT IR IR RITE

XPHRZH 43 54.14+2.16 51.33£1.47" 37.48+2.22 34.42+1.59"  126.37+19.34 118.47x13.36" 2.81+0.43 2.21+0.22°
WL 44 53.89+2.11 48.82+1.49* 37.39+2.36 32.21£1.61"  124.36+20.11 110.39+£11.47" 2.86+0.36 2.03+0.12*

1 0.546 5.592 0.183 6.868 0.475 3.029 0.589 4.752

PiE 0.586 <0.001 0.855 <0.001 0.636 0.003 0.558 <0.001

: SARMBIFHTH L, P<0.05,

x4 WMALEEWMBRERXITLE (x+5)
Table 4 Comparison of serum ventricular remodeling

indicators between the two groups (x+s)

MMP-9(mg/L) CysC(mg/L)
4 n —— e RV —
NERARL] Il NERARL] Il

XTHRZH 43 266.33+23.14 177.36£11.42° 2.55£0.47 1.71+0.43"
WELL] 44 259.47+22.49 158.49+10.69° 2.51+0.39 1.10+0.22"
A 1.402 7.959 0.432 8.358
PAH 0.165 <0.001 0.667 <0.001

T 5B R L, *P<0.05,

5 WIZH NT-proBNP B MHR 7K FEXFbk (v +s)
Table 5 Comparison of levels of NT-proBNP and MHR

between the two groups (x+s)

NT-proBNP (pg/mL) MHR
A n R e YRV~ ———
TR YT HI BT IR WITHT WRITE

XFREZL 43 2284.33+601.36 1996.49+514.33" 0.54+0.13 0.40£0.11°
WL 44 2252.49+669.41 1789.63+365.36" 0.51+0.14 0.34+0.06

tHH 0.233 2.167 1.035 3.168
P4 0.816 0.033 0.304 0.002
e SAAIRIT R L, °P<0.05,
3 iTig
55N, T2DM J& S BULIIRE S H i 51 &

HF (W82 3R 22— A e s 5, insz.c il
Bl B4HE . I HFpEF % 5 T2DM &4 1E, 5
KA IF T2DM HBFEH L, B2 B B I REAS 4 Ko
MR RF LR &, B ARG, M
TBIT G A S R B i (RS 2 0F 580
by A 7 RO AR R A B R AT AL TR K
- AR TR A TR TR TR

A8 51V SGLT-2 il 1) , vl A 2500 B ik
7R B WA, T 638 A B o 280 M ] {1, 0 7 2 0 3 ok
PRVGHE A1, DIk B BEAR s A9 /8 o TR
S5 AEANBE I B B R RIS LT, ik 48 51
AT DA SE 3 2 o 4 25 W o3 A A IR VBR R AR BILAA
MHE K, AR RS FRPF5E AL, Son
SRS S Y S AT 0T B8 2 5 HFpEF 1Y%

PRAT AR AL 5 R 00 28 Bk 236 PR i
ESIN=2-Y S S Al E S By T 3PS b ) | TR
g A0 IUEE R AR 2E O AL M 155 R 3R
AHOG , BN b 3 I % 2= HIRBT A/ FH X6 97 HFpEF
A —E R X,

Lo WUEE A & HFpEF & AE 1 H 2L S 72, O L
R R T R S AR 2R L A R R AT 0 =
1, e B DI, ARHER A R PR R IS 51 ]
ARGS D EEN RO DIRE . IR BR A
K& B BRI AT RUFEAR OO SR far A1, 38 5 AT H i
WLAR S 2 4, BRI BT M 5 1 &, i/ O WLET 2 4
a3, PO = AT K T RE , A A O WLRE AR
I A NI RTINS 2l e o S ST S | 4 N 1
5EIAN NT-proBNP 7K~V 5.0 JIE DI RESC R 25 V], vl
T et B RE K T BEAR, 50 3w W 1S %5 D) A
Kt ARG, AR LH IR YT JE NT-proBNP 7K-F-H]
AT RRAH , UESE IR A% 51— FR AT el A
HE 7% 8 5 HUGE O ML gtk o= ER
KO ECRAPAE T A48 B — o I AH GHE B8 A
BOIEGE U E E JEE

Il PRAJF 78 46 H 1, HFpEF J 340 I ) e &
2% 5 R TN AE D) RERERSAT G, 1T IS 4 0 2
UIReRERS A5 & N % 2 — . MHR by 5042 40 jg )
HDL-C Hoff, Horp, s g i = 22 AR R PE
N, 25 MR R, 50 JLAR L Z S — 1)
AHICHE | 1T HDL-C 7K P-4 5y T4 i) A2 40 A DG
PERO o il MHR ZKF TR AR BT R S A
ERETI NS, AR SR RIAG IR ES S
PFTAUAR R M RN . REAERFIR L uESE ™, a5 4% 41
enl N AR RN F R . Daniele 55 7 45
SGLT-2 I 58) AT LICKE O LA A9 BB 1 75 2R R e
A ERAAA S, AR e S8 Ak 0 S48 5, B
ST LAYk ARAE SN B E AR B . R A BT
e A N IRRRA BRI S 5P AN
YER (B BARHLHIA T i — 2P 5T . A R
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I8 A AR IR A T AR K-, H PR - e, B ik
KRBl PR ST RAT — & 9 % 2k

gi LTIk I A% B i ] A 24 i) T2DM

HFpEF f8 34 MM 7K, % el st ik i P —
MR AE T R RE 0 4 O = A, 238 0 TR,
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TCR 3% W 2 FEVE VFAl T 46 g K G 0 iy I R
WE5E

MR OEEE FEE AR RAH BZ OB RHK REF EE”

(8 =] B WIS T 402K (TCR) FE K 1Y 22 RE 1 Xt I & 1 JTTF 44 i g 58 2 S 1K
HPEAG . Fa5k 4 0 D 2 Ik T 4 B 90 s 2 SR T T PD-1 B S B i AR HX008 B4 DL A Bk B4 i 1R %
JEIRIT 4 BT BB IR T B AR YT R R AN E I T B TCR 347 55 38 5 RO e, [ A 3R A 0l R L 95
MRS HFSh BT BT B AFP O LB DL CT A sy, A RS k. B8R MflEH
RITJE IR E ) T IR YT LS S D 4R B 40 o 0.029767 () L 0.126303 (R ) 1 0.044906
(2%).,0.132530 (R, it K TCR 72 B 5 H 4> 91 M 29.76% , 9.85% A1 1.62% , 2.63% . T3 14l £ 2 ¥4 J7 I 1
PR 5 S KA, IR 97 R LR e B 0 B AE 4 5o 0.107826 (KL ) L 0.178684 (1) Fil 0.067897 (1) |
0.169535 (1) , ft K TCR T [ (5 L 43 Wi 0 3.48% . 2.72% M1 5.15% . 3.56% . 451 TCR 3L [H (1) £ R 1
A DA O I 0 b P A R & T R R R G RS B B S IR T I R, R T &R I S IR T
B g5 DL R T W0 A 4 A S 50 B ity A B S A R

[KEIA] TCR; ZHNE; AN ; Sz )

Clinical study on evaluating the immunity in patients with hepatocellular carcinoma by
TCR gene diversity

LIU Xing', WANG Leishi', LI Luping®, WU Wei', QUAN Dongmei', LV Cheng', DUAN Yuming®,
ZHU Zizhao', SONG Guannan', WANG Yan'*

(1. Diagnosis and treatment center of hepatocellular carcinoma, The Sixth People’s Hospital of Shenyang,
Shenyang, Liaoning, China, 110006; 2. Clinical Laboratory, The Sixth People’ s Hospital of Shenyang,
Liaoning, China, 110006; 3. Clinical chemistry laboratory, Shenyang Beichuang laboratory Co. Ltd, Shenyang,
Liaoning, China, 110117)

[ABSTRACT] Objective To investigate the effect of TCR gene diversity on the immune level of
patients with primary hepatocellular carcinoma. Methods  Four patients with primary hepatocellular
carcinoma were treated with anti-PD-1 monoclonal antibody HX008 combined with bevacizumab or lenvatinib.
High-throughput gene sequencing was performed for 7CR in peripheral blood before and after treatment. Blood
routine test, coagulation, liver function, renal function, ions, blood glucose, AFP, myocardial enzyme
spectrum and CT scan were examined, the occurrence of adverse events after treatment was also monitored.
Results Two patients had increased immunity, The immune health values before and after treatment were
0.029767 (poor) , 0.126303 (good) and 0.044906 (poor) , 0.132530 (good) respectively. The proportion of
the maximum TCR clone were 29.76% , 9.85% and 1.62% , 2.63% respectively. Two patients had decreased
immunity. The immune health values before and after treatment were 0.107826 (good) , 0.178684 (excellent)
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and 0.067897 (medium) , 0.169535 (excellent) respectively. The proportion of the maximum TCR clone were

3.48% , 2.72% and 5.15% , 3.56% respectively. Conclusion The diversity of TCR gene can objectively and

accurately evaluate the immune status of patients with primary hepatocellular carcinoma and the body’s response

to disease and treatment, and provide experimental and research basis for developing new immunotherapy

targets and prognostic monitoring indicators.

[KEY WORDS] TCR; Diversity ; Hepatocellular carcinoma; Immunity

B 1= AR B S B AL, e 65 U0 5
KAz A9 UL AR N 45847 78 P L 98 728 11 4
G U S IREREE . TAESF R LR
7 e 2 B A R R A B I R [, T
Al e T8O AR & . T I B A R AR A e
REZR G B ol HE L — S IR, B SR Y
R T 40 32 4K (T cell receptor, TCR) 5] 4t
Ji RV N ARATH R S I 2, RN R R B
JEiE T, CD8'T 4 Ml F 2L 2 8% T Hi R MR AE 15 5
L, SECT AT RE R AL PR R, e
F T 248 B % e i o 3 S AT 38 8 s 1 R0 e D)
REL B2k BRI, TCR T AN E X 3 (com-
plementarity determining region3, CDR3) 3% {1 J& 41
TET MM R T i SEFE G R b R 355 &
FAER I Z T T 40065 B F B e s
S H OGBS RN SE B A ST R T A M R
AR Z R HEE T 15 32 00 G 5 S R (1) T
Ja o MR — SR A YR FH e 0 Y
i AN TCR FE A %) Z2 FE MR DEA i P T4
i ges S8 g I o

1 M&E5FE
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A K IR s K B kAT R FEARIR YT S, R
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B A B, C ¥R H HX008 BE 4 D1 ARk # bt
J%, B DR HX008 A C&e & (11
Ilfs PRAIESE 5 %695 : HX008-II-HCC-01 ) .

BB E M 5 mL, J TRIzol &b B ifn i k¢
A FEIUE RNA S #% 55% i cDNA, 93 & HE TCR
CDR3 X3k, 2lifk ™5 K F Agilent 2100 4= 453
HrACFT Qubit 4 76T 1T &7 . 4 PCR = #7E
Ton GeneStudio S5 R4 -5 i 47 i 38 &7
T I BUSUE 72 1gBLAST X U7 TCRB 7 78
X ¥ %) 1Y Fasta 3C{F #1743 B (https : //www.ncbi.
nlm.nih.gov/igblast/) . X} &R PMEAR) TCRB Al ZAZ X
JE %1 4E v B BL 36 B 30 000 AN 51, BH B A [A] B9
DNA JF51] VZ IR 75 A V-T 44 ki o, 3F
TR v BRI R IRIKT o ARPEE 5 AR 2 A 1
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AT 5 38 43 ) SR FH 3 e 5390 1L 40 A 43 A
S A #E L B CA-7000 I EEAL , P K E601 fh2F &
AL 3R A cobas 8000 A Ak 4 BT A LA S 7R K 512
245 2 M CT Xt BRI I s o8 47 1w
Pt (1R 71 I v I = 5 BN S 1 AN R e g
(alpha fetoprotein, AFP) ..U LGS A & CT K4,
FEMEMIRN B0 & . B ORI R 2 1K

&
2 R

21 PR EIRIT S R T

BE AJRIT T ST 1Y S 9% ) £l B AE 43
0.029767 (2% ) F1 0.044906 (2 ) , fix K TCR vl 5 E
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I A 5% e 35 10 D) e 5 JH Dy 4% 220 19 7 Bk il s IR &1
FAKFTEIRYT IS th 8L % , AFP 10 770 ng/mL
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2.2 WIBEEIRIT IS B TR

BHE CIRITHT 5 1Y S E 7 il B AE 73 5
0.107826 (K ) £ 0.067897 (") , e K TCR 7Ll 5 H
439K 3.48%F1 5.15% ; CT A6 2x AU %5 B kB0 VA YT
TR SR, e S ek DA Sy R (] B i B T g
R UL S G eI 5% o 83K DIRIT T G B g )

AR AE 7351 0.178684 (4) F1 0.169535 () , fie K
TCR Va5 5 H Ay 51k 2.72% F1 3.56% , B4R CT #
R % BRI R (E D R AR 4 R B X
— AR FE, 2 FEE IR AT G AFP KAl
KWL E bR A OB A A, LR, VI L
FEPR il AR EE R L 1C. D,

K1 BEAB.C.DBITA.GRELR

Table 1 Examination results of patients A, B, C and D before and after treatment

K% F (%) S S N LN C— L —
IBIT R RIT G IRIT R RIT A TRYT RIT A JATT T BIT A
e e A 0.029 767 0.044 906 0.126 303 0.132530 0.107 826 0.067 897 0.178 684 0.169 535
F2 K TCR FEE Y L (%) 29.76 1.62 9.85 2.63 3.48 5.15 2.72 3.56
P40 it (3.50~9.50 10°/L) 6.10 7.00 5.30 5.00 4.80 5.00 5.10 6.00
21 21 i (4.30~5.80 10°/L) 5.32 4.78 4.75 4.99 4.92 4.99 5.00 5.48
s 20 i (1.80~6.30 10°/L) 4.52 4.78 2.92 3.38 2.80 3.38 3.64 4.81
R 40 (1.10~3.20 10°/L) 1.10 1.80 1.90 1.10 1.40 1.10 1.00 0.80
1L/ (125.00~350.00 10°/L) 92.00 76.00 227.00 164.00 166.00 164.00 149.00 141.00
L2125 11 (130.00~175.00 g/L) 168.00 139.00 151.00 164.00 153.00 164.00 144.00 177.00
o 1ML 756 B s ] (11.00~14.00 ) 11.70 11.20 10.80 11.50 11.20 11.60 12.30 12.20
5 AR 43 B 11 15 RS R] (25.00~36.00 s ) 34.00 26.00 27.90 36.10 29.10 29.10 37.50 35.80
s Ak LB (0.80~1.50 ) 1.02 0.97 0.94 1.00 0.97 1.01 1.07 1.06
25 N % 2 i (0.00~40.00 U/L) 22.00 52.30 51.00 29.00 16.00 19.00 19.00 25.60
25 B L G (0.00~40.00 U/L) 34.00 40.80 38.00 30.00 22.00 20.00 24.00 24.40
23 5 Bk % IRt (12.00~58.00 U/L) 110.00 43.00 37.00 43.00 53.00 48.00 48.00 58.00
Tl B 92 16 (32.00~126.00 U/L) 121.00 97.00 113.00 120.00 89.00 91.00 137.00 120.00
BE 1 (63.00~82.00 g/L) 71.20 68.90 71.30 84.10 70.00 66.50 73.60 70.50
M 2 H (35.00~50.00 g/L.) 45.10 44.50 40.10 43.80 45.00 40.70 40.70 48.40
FHAT % (3.00~22.00 ummol/L) 27.10 24.60 13.90 16.30 8.00 15.30 14.70 16.30
JRZ (2.50~6.10 mmol/L) 9.91 4.96 3.95 10.60 5.79 4.49 6.50 755
WLHET (58.00~110.00 wmmol/L ) 51.40 58.00 33.10 71.70 48.10 53.90 53.40 73.00
£ (3.50~5.10 mmol/L) 4.21 3.96 4.35 3.46 3.69 4.47 3.80 3.92
£1(137.00~145.00 mmol/L) 138.20 135.30 132.70 138.20 139.60 138.60 138.00 141.60
44.(98.00~107.00 mmol/L ) 95.50 102.90 98.20 96.70 99.50 105.00 98.80 105.30
45 (2.10~2.55 mmol/L ) 2.35 2.33 2.19 2.30 2.13 2.24 2.21 2.29
F AR #E M (0.00~13.40 TU/mL) 10 770.00  1538.00 1 081.00 4.68 4.62 3.88 5.90 10.02
JIURR 81t ( 55.00~170.00 U/L) 52.00 137.00 60.00 138.00 115.00 57.00 121.00 64.00
L2 IR U (313.00~618.00 U/L) 602.00 160.00 442.00 670.00 401.00 382.00 556.00 233.00

E1 HBEHEAB.CDEFTH.EVIHGERERMESHE

Figure 1 Frequency distribution of V-J combination gene in patients A, B, C and D before and after treatment
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Effect of early nutrition management on prognosis and TBIL, CRP, RDW in patients
with acute pancreatitis

LI Ye*, GOU Yang, HAO Yan

(The Emergency Department, Beijing jishuitan hospital , Beijing, China, 100096)

[ABSTRACT] Objective To investigate the effect of early nutrition management on the prognosis, total
bilirubin (TBIL), C-reactive protein (CRP) and red blood cell distribution width (RDW) of patients with acute
pancreatitis. Methods A total of 129 patients with acute pancreatitis in Beijing Jishuitan Hospital from August
2021 to March 2022 were selected as the research objects. They were randomly divided into the control group (n=
64) and the observation group (n=65) by using the random number table. The patients in the control group were
given routine care, and the patients in the observation group were given early nutrition management based on
routine care. Both groups were nursed until the day of discharge. The recovery time of intestinal function was
recorded, and the Ranson score, TBIL, CRP, RDW and prognosis were compared between the two groups before
and after intervention. Results The disappearance time of bowel sounds and the recovery time of exhaust and
abdominal distension in the observation group were shorter than those in the control group, and the differences
were statistically significant (r=10.866.2.834.,5.759, P<0.05). Before the intervention, there was no significant
difference in the levels of Ranson score, TBIL, CRP and RDW between the two groups (r=0.974.0.305.0.808
0.212, P>0.05). After the intervention, the levels of Ranson score, TBIL, CRP, and RDW in both groups
decreased, and the observation group was lower than the control group, with statistically significant differences
(=3.819,2.069.9.170.2.094, P<0.05). The incidence of complications in the observation group was 6.15% (4/
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65), which was significantly higher than that in the control group (18.75% (12/64), with a statistically significant

difference (3°=4.709, P<0.05). Conclusion

Early nutrition management can shorten the recovery time of

intestinal function, improve the levels of TBIL, CRP, RDW and prognosis in patients with acute pancreatitis.

[KEY WORDS]
distribution width; Total bilirubin
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Prognostic analysis of serum Na* combined with red blood cell distribution width in
acute heart failure

WANG Kun', YAO Tao™, LI Guang’, ZHANG Pei', WU Xuan'

(1. Department of Emergency Medicine, Wuhan No.7 Hospital, Wuhan, Hubei, China, 430000; 2. Department
of Neurology, People’s Hospital, Wuhan University, Wuhan, Hubei, China, 430060; 3. Department of
Cardiology, Wuhan No.7 Hospital, Wuhan, Hubei, China, 430000)

[ABSTRACT] Objective To investigate the prognostic value of serum sodium ion (Na*) combined
with red blood cell distribution width in patients with acute heart failure. Methods A total of 280 patients with
acute heart failure who were admitted to Wuhan Seventh Hospital from January 2019 to January 2022 were
selected as the research subjects, and the patients were all over 65 years old. The patients were divided into a
poor prognosis group (102 cases) and a non-poor prognosis group (178 cases) according to whether adverse
events occurred during the follow-up period (90 days). The general condition, serum sodium ion concentration,
red blood cell width and other index levels of the two groups of patients were compared, and the ROC curve
was used to analyze the evaluation value of serum sodium ion concentration combined with red blood cell width
in elderly patients with acute heart failure with poor prognosis. Results There was no significant difference in

age, gender, underlying disease, smoking history and LVEDD level between the two groups (#/x’=0.415,

KARB A ERA A TR A (WJ2019H106)
Ve An 1. KT % L E R A5 WA, #3k, XX 430000
2. KK FARERA 2 AF, #46, KX 430060
3. KT H L BB A, #1dk, &KX 430000
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2.643, 2.659, 0.185, 0.032, 0.007, 1.648, P>0.05). The poor prognosis group had higher central functional

class IV, a history of heart failure admission and serum RDW than those in the non-poor prognosis group, and

the difference was statistically significant (P<0.05). In the poor group, the difference was statistically significant
(r=7.803, 11.184, P<0.05). The serum sodium level of NYHA class IV patients was significantly lower than
that of NYHA class Il patients, while the RDW level was higher than that of NYHA class Il patients (1=12.102,
8.003, P<0.05). Multiple regression analysis showed that serum Na* <138 mmol/L and RDW = 13.14% was an

independent risk factor for the prognosis of AHF (P<0.05). Conclusion

Serum Na® concentration combined

with red blood cell distribution width can effectively evaluate the severity of acute heart failure patients, and has

good predictive value and clinical significance for the poor prognosis of acute heart failure.
[KEY WORDS] Acute heart failure; Serum Na*; Red blood cell distribution width
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Table 1 Comparison of general data of the two groups of

patients [ (x+s),n(%) ]

i BUR AR FFEARA o gy

(n=102) (n=178)
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51
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5 B ILE 39(38.24) 70(39.33) 0.032  0.857
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Correlation between the distribution of intestinal flora and the levels of A-FABP and
GLP-1 in patients with type 2 diabetes and obesity

DONG Yefeng, GE Renmei*, SONG Ge

(Department of Clinical Laboratory, Hai’an People’s Hospital, Hai’an, Jiangsu, China, 26600)

[ABSTRACT] Objective To investigate the correlation between the distribution of intestinal flora and
the levels of A-FABP and GLP-1 in type 2 diabetes mellitus patients with obesity. Methods A total of 103
patients with type 2 diabetes mellitus complicated with obesity who were admitted to Hai’an People’s Hospital
from January 2019 to December 2021 were selected as the study observation group, and 50 healthy people
without diabetes and obesity who underwent health examination in our hospital during the same period were
selected as the control group. The distribution of intestinal flora and serum A-FABP and GLP-1 levels in the two
groups were detected, and the correlation between the distribution of intestinal flora and serum A-FABP and
GLP-1 levels in patients with type 2 diabetes mellitus complicated with obesity was analyzed. Results The
detection levels of Enterococcus and Enterobacter in the observation group were significantly higher than those
in the control group (r=6.424, 10.356, P<0.05 ), and the detection levels of Lactobacilli, Bifidobacteria,
Fusobacterium, Bacteroides and Bacteroides were significantly lower than those in the control group (1=2.050,
7.242, 4.186, 9.845, 15.363, P<0.05). The levels of A-FABP in the observation group were significantly
higher than that in the control group (1=10.298, P<0.05), and the levels of GLP-1 were significantly lower than
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that in the control group (r=27.819, P<0.05). Enterococcus and Enterobacter were positively correlated with

A-FABP levels (P<0.05), while Lactobacillus, Bifidobacterium, Fusobacterium, Bacteroides and Bacteroides

were negatively correlated with A - FABP level (P<0.05). Enterococcus and Enterobacter were negatively

correlated with GLP -1 levels (P<0.05). Lactobacillus, Bifidobacterium, Fusobacterium, Bacteroides and

Bacteroides were positively correlated with GLP-1 levels (P<0.05). Conclusion The intestinal flora disorder

in patients with type 2 diabetes and obesity is correlated with the levels of A-FABP and GLP-1, and regulating

the levels of A-FABP and GLP-1 can guide the treatment of intestinal bacterial disorders.
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Table 1 Comparison of intestinal flora distribution between two groups (1gCFU/g,x +s5)
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Effects of trabeculectomy under different anesthesia on serum PEDF and VEGF levels in

patients with neovascular glaucoma

TIAN Jie', YANG Qian**, LI Chunqing’, ZHOU Weina®

(1. Department of Anesthesiology, Baoding First Central Hospital of Hebei Province, Baoding, Hebei, China,
071000; 2. Department of Ophthalmology, Baoding First Central Hospital of Hebei Province, Baoding,
Hebei, China, 071000; 3. Department of Ultrasound, Baoding First Central Hospital of Hebei Province,
Baoding, Hebei, China, 071000)

[ABSTRACT] Objective To investigate the effect of trabeculectomy under different anesthesia
methods (peribulbar anesthesia and simple topical anesthesia) on serum pigment epithelium - derived factor
(PEDF) and vascular endothelial growth factor (VEGF) levels in patients with neovascular glaucoma.
Methods A total of 96 patients with neovascular glaucoma who underwent trabeculectomy in Baoding First
Central Hospital from January 2021 to June 2022 were selected as the research subjects, and divided into a
peribulbar anesthesia group and a topical anesthesia group by random number table method (48 cases each). The
peribulbar anesthesia group was treated with peribulbar anesthesia followed by trabeculectomy, and the topical
anesthesia group was treated with simple topical anesthesia plus subconjunctival infiltration anesthesia followed

by trabeculectomy. Visual analogue scale (VAS) was used to evaluate the effect of anesthesia in the two
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groups, and the regression time of neovascularization, serum interleukin-6 (IL-6), PEDF, VEGF levels and
intraocular pressure before and 7 days after operation were compared between the two groups. The incidence of
complications between the two groups was compared. Results There was no significant difference in the VAS
score between the two groups (1=0.736, P>0.05). The neovascularization time in the peribulbar anesthesia group
was shorter than that in the topical anesthesia group, and the difference was statistically significant (1=2.083, P<
0.05). The levels of IL-6, VEGF and intraocular pressure were decreased, and the peribulbar anesthesia group
was lower than the topical anesthesia group, the PEDF level was increased, and the peribulular anesthesia group
was higher than the topical anesthesia group, the differences were statistically significant (=2.184..4.353.5.293 .
4.929, P<0.05). There was no significant difference in the incidence of complications between the two groups
(¢’=0.844., P>0.05). Conclusion Peribulbar anesthesia and trabeculectomy under simple surface anesthesia

have the same anesthesia effect and safety for neovascular glaucoma. Peribulbar anesthesia can lower intraocular

pressure and balance the levels of angiogenesis-promoting/inhibiting factors in the body.

[KEY WORDS] Trabeculectomy; Neovascular glaucoma; Peribulbar anesthesia; Simple topical anesthesia
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after operation (x =s)

R PRI 2H

T JFR A2

-
D Kiid FETd P Kiiid KETd i P1A
IL-6(pg/mL) 267.78+32.87 139.37+16.34" 24.236  <0.001  263.44+30.46 146.26£14.52 24.059  <0.001
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Correlation between serum 25 - hydroxyvitamin D and immunoglobulin levels and the
occurrence and illness of infant pneumonia

YU Bixin*, GONG Chenglin, HE Ping

(Department of Pediatrics, Anging Municipal Hospital of Anhui Province, Anging, Anhui, China, 246001)

[ABSTRACT] Objective To investigate the correlation between serum 25 - hydroxyvitamin D [25-
(OH) D] and immunoglobulin levels and the occurrence and condition of pneumonia in infants and young
children. Methods A total of 50 children with pneumonia admitted to the Department of Pediatrics, Anqing
Municipal Hospital from March 2019 to February 2020 were selected as the research objects. According to the
severity of the disease, the infants in the observation group were divided into the common pneumonia group (n=
29) and the severe pneumonia group (n=21), and 40 children with non infectious diseases hospitalized at the
same time were selected as the control group. The levels of 25- (OH) D, immunoglobulin IgA and IgG in the
control group, the common pneumonia group and the severe pneumonia group were compared. Pearson method
was used to analyze the correlation between 25- (OH) D, IgA and IgG and the occurrence and condition of infant
pneumonia. Logistic regression analysis was used to analyze the occurrence and independent influencing factors of
infantile pneumonia. Receiver operating characteristic (ROC) curve was used to analyze the diagnostic value of 25-
(OH) D, IgA and IgG in infantile pneumonia. Results The levels of 25- (OH) D, IgA and IgG in the common

pneumonia group and the severe pneumonia group were significantly lower than those in the control group (P<

A KA R AR R A (201872015)
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0.05). The levels of 25- (OH) D, IgA and IgG were negatively correlated with the occurrence and condition of

pneumonia in infants and young children (r=—0.679, —0.712, -0.702, P<0.05). Multivariate logistic regression
analysis showed that 25- (OH) D<20 ng/mL, IgA < 0.61 g/L, IgG < 5.74 g/L were independent risk factors for
pneumonia in infants and young children (P<0.05). The area under the curve (AUC) of 25- (OH) D, IgA, IgG

and combined detection in the diagnosis of pneumonia in infants and young children were 0.803, 0.800, 0.811,

and 0.909. Conclusion The levels of 25- (OH) D, IgA and IgG have a certain correlation with the occurrence

and condition of infantile pneumonia. The combination of 25- (OH) D, IgA and IgG has high clinical application

value in the diagnosis of infantile pneumonia, which is worthy of clinical reference.
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Relationship between serum levels of TNF- «a, SDF-1 and VEGF and infection after
replantation of severed finger

CAI Hong', SUN Jianxin', PANG Dehua', XU Jing?, YANG Jiangbo’

(1. Department of Hand and Foot Surgery, Qinhuangdao Second Hospital, Qinhuangdao, Hebei, China,
066000; 2. Department of Obstetrics and Gynecology, Qinhuangdao Second Hospital, Qinhuangdao, Hebei,
China, 066000; 3. Department of General Surgery, Qinhuangdao Second Hospital, Qinhuangdao, Hebei,
China, 066000)

[ABSTRACT] Objective To investigate the relationship between the serum levels of tumor necrosis
factor-a (TNF-a) and stromal cell derived factor 1 (SDF-1), vascular endothelial growth factor (VEGF) and
infection after replantation of severed finger. Methods A total of 84 patients who underwent severed finger
replantation in Qinhuangdao Second Hospital from March 2019 to March 2021 were selected. The infection
status was counted and the subjects were divided into infection group and non-infection group. The serum levels
of TNF-a, SDF-1 and VEGF were compared between the two groups and the infection group in the acute phase
and recovery phase, and the related factors affecting infection after replantation of amputated fingers were
analyzed. Results According to statistical follow - up data, 9 patients in this study developed infection
(infection group) , and the infection rate was 10.71%, and 75 patients did not develop infection (non-infection
group) , accounting for 89.29%. The serum levels of TNF-a, SDF-1 and VEGF in the infection group were
higher than those in the non-infection group, and the difference was statistically significant (r=19.067, 23.481,
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50.233, P<0.05). The serum TNF-a, SDF-1 and VEGF in acute stage were higher than those in recovery stage ,
and the difference was statistically significant (r=10.266, 8.465, 8.346, P<0.05). Non-conditional multivariate

logistic regression analysis showed that the time from injury to operation, severe contamination of severed

finger end, serum TNF-o, SDF-1 and VEGF were independent risk factors for infection of severed finger
replantation (z/7=5.019, 5.040, 19.067, 23.481, 50.233, P<0.05). Conclusion The serum levels of TNF-c,

SDF-1 and VEGEF affect the risk factors of infection in replantation of severed finger, and the detection of the

three levels can evaluate the progress of the disease and reduce the postoperative infection rate.
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factor; Replantation of severed finger; Infection

W 45 P AR R RE A% K 58 4 Bl 58 2 W B T 45 1
ML AT EFT W) &, P X R LR B
RIEFTIE S, R CE S IR R A F AR
A G BB oK, T WiE i dn IR R A o B 4 %
R 05 FRTH ) 8 32 15 Gy, H ) i B AR T I 4
A E ARG RGBTSR
ToiE R W SR B S AR IR T AR S5 Ry
ZWTRIXERE | PR, 75 0K B e et i 2R W2 A
TR WrE AR AR 5 B A TR D2 A N R
H: K A ¥ (vascular endothelial growth factor, VEGF)
SN B 2R R SRR 22 o 25 BRI B 4
PSR A A A S A A S 2 R
et o A AT A R F--1 (stromal cell derived
factor, SDF-1 ) & — - 55 o 4t ffd 7 2E i a1k
+, 7 L9 i JRE 20 M ) 3G 5 L A AR T T 4
F o R 38 %€ A F (Tumor necrosis factor-
TNF-o ) J2& H 542 B W5 20 B 2 A 1) 2 M R, R g
il 2 B AR, T e RGEAE R, TR REE A iR
IR KGR A AR A BT, iR =
7K -5 Wrs FARAR S 0GR RGBT .

1 RS

1.1 — R

VEFE 2019 4F 3 1 & 2021 4E 3 H THE R B4
TR [ S it WS FRAR R VAT Y 84 s . b B
57 B, L 27 ], AR Sy (31.24+2.17) % 5 (R
F8%0 (BMI) F- 14 (23.64+3.52 ) kg/m? ; H A B 1
20 1), J1455 22 9, Rl 475 15 91, 523455 14 41) , B 845
1341, AL T2 i st , 2
RE WK E OB MENZET.

PARHE : OFF G FARIGIEH ; QI KGR
B QPR IR 96 38 TG B AGE  @A W iAMY
Ho HEBRARME : OEE M T BE 7 & s QA M
T OB IRE R 5 & @/ I A B 5%

Tumor necrosis factor; Stromal cell - derived factor; Vascular endothelial growth

12 Hik

T A5 B 55 % 42 J= e 4t 7S 0 A T R K O
8 mL, ¥y 28 8.0 4b B (3 000 r/min, 4% 8 cm,
10 min) J5 e dE B2 I3 , & T -70CH vk Ff
6o TNF-oo,SDF-1 K VEGF /K -6 1 14 5% F it Bk
G e W BE v, R G e i PR A A R
], TR i HR A U B A A T ARG
1.3 WEFE R

OFe RS AE O, 24 il 5 B H b 4i it
$(>10.0x10°) AR AR (>7.0x107) DL Pk
KA E 53 L (>70% ) , 458 AN TR R B 1) 7 e DU e
TG AR IOR A2 o B R . %
[ IR L2 T ARG L2H Il T TNF-oo .SDF-1 & VEGF 7K
o (B HLA R A I SR 2 Il TNF -«
SDF-1 } VEGF /K-, HH R J5 B A 7 A7 W b 21
pr Ay yn s N I = 1 0 e G e e aves 1 o i g
Ko P Pkr B BRI B2 A 20vE 3, e 22 000y
W™, @ F ARG IR R 2R,
1.4 GileFJrik

K H SPSS 21.0 Geit #1748 140 b7, i i
FERLER Ge£s) fliads , WP (a1 FH ¢ 455 5 T8
FH n(%) %R, IR ¢ K55 5 2K H 29T Logistic
0] U 43 M7 52 T DBIF 4 PR AR e SR g A9 2k ST A 6 TR
£, ¥V P<0.05 hEREASIFE L,

2 H#R

2.1 RGN

AR 5T H O 5] 8 2 BLER e (R4 ) |, ke
FR10.71% , Horp 75 B oK K AR e CRIER YL 4 )
i H 89.29% .
2.2 JEYL A K K YL 4 ML ¥ TNF-«, SDF-1 &
VEGF 7KV b

JE&YL A 1ML % TNF-o . SDE-1 )2 VEGFE /K ¥ 15 T
RG22 R A ST X (P<0.05) . WK1,



- 316 - ATEW SR ARG 202342 A

H1s5E B2 T Mol Diagn Ther, February 2023, Vol. 15 No. 2

F1 BRARKBELAME TNF-,SDF-1 % VEGF
KELRE [(x+s),ng/L]
Table 1 Comparison of serum levels of TNF-a, SDF-1 and
VEGF between infected group and uninfected group
[(x+s),ng/L]
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P{H <0.001 <0.001 <0.001
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KEEEE [(x+s),ng/L]
Table 2 Comparison of serum levels of TNF-a, SDF-1 and
VEGEF in acute and recovery stages of infection group
[(x+s),ng/L]
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Table 4 Multivariate analysis of serum TNF-o, SDF-1 and
VEGF levels and postoperative infection in patients with
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Effects of allopurinol treatment on UA , eGFR and proteinuria in CKD complicated with
hyperuricemia

HAN Lei*, BAI Yanyan, WEN Xiaojun, QI Ying

(Cadre General Department of Beijing Shijitan Hospital Affiliated to Capital Medical University, Beijing,
China, 100038)

[ABSTRACT] Objective To analyze the clinical efficacy of allopurinol in the treatment of chronic
kidney disease (CKD) complicated with hyperuricemia and its effects on uric acid (UA), glomerular filtration
rate (eGFR) and proteinuria. Methods A total of 104 patients with CKD and hyperuricemia admitted to
Beijing Shijitan Hospital Affiliated to Capital Medical University from March 2019 to April 2021 were selected
as the research subjects, and they were set as the research group (n=>54) and the control group (n=50). The
clinical curative effect, levels of UA, eGFR and proteinuria as well as inflammatory factors [ C-reactive protein
(CRP), tumor necrosis factor-a (TNF-a), interleukin-6 (IL-6) ] were compared between the two groups after
treatment. Results The total effective rate of the study group (96.30% ) was significantly higher than that of
the control group (84.00% ) , and the difference was statistically significant (P<0.05). The UA level of the
study group was significantly lower than that of the control group after 12 months of treatment, the difference is
statistically significant (P<0.05). The eGFR of the study group was higher than that of the control group after 6
months of treatment and 12 months of treatment, and the proteinuria in the study group was lower than that in
the control group, and the difference was statistically significant (P<0.05). The levels of CRP, TNF-« and IL-6

in the study group after treatment were lower than those in the control group, and the difference was statistically

KA B AW AR RS RAA B (% 15-55)
A A AR E A K R LR e dE E IR T AR AR, AL, 7 100038
*3B 45 % : #%% , E-mail : hanlei2861@bjsjth.cn
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significant (P<0.05). There was no significant difference in adverse reactions between the two groups after

treatment (P>0.05). Conclusion

After allopurinol is used to treat patients with CKD complicated with

hyperuricemia, UA, eGFR and proteinuria are all significantly improved, with high safety and significant

clinical efficacy, which is worthy of popularization and application.

[KEY WORDS] Allopurinol ; Hyperuricemia; CKD; UA; eGFR; Proteinuria
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Application of echocardiography combined with ¢Tnl, Myo and BNP in the diagnosis of
acute myocardial infarction

YAO Minye*, WANG Lingying, XU Tao

(1. Department of Ultrasound, Huangshan Shoukang Hospital, Huangshan, Anhui, China, 245000; 2. The
First Department of Surgery, Shexian People’s Hospital, Huangshan, Anhui, China, 245299; 3. Department
of Cardiology , Huangshan Shoukang Hospital, Huangshan, Anhui, China, 245000)

[ABSTRACT] Objective To investigate the application value of echocardiography combined with
cardiac troponin I (cTcl) , brain natriuretic peptide (BNP) and myoglobin (Myo) in diagnosis of acute
myocardial infarction (AMI). Methods 88 patients with AMI admitted to Huangshan Shoukang Hospital from
June 2019 to June 2022 were selected as the AMI group, another 76 patients with cardiac neurosis who were
hospitalized in our hospital during the same period were selected as the control group. The levels of ¢Tnl, Myo,
BNP, left ventricular ejection fraction (LVEF) , and left ventricular end - diastolic diameter (LVEDD) were
compared between the two groups. The correlation of c¢Tnl, Myo and BNP with LVEF and LVEDD was
analyzed, and the ROC curve was drawn to analyze the value of echocardiography combined with cTnl, Myo
and BNP detection in the diagnosis of AMI. Results The levels of ¢Tnl, Myo and BNP in the AMI group were
significantly higher than those in the control group, and the differences were statistically significant (P<0.05).

The LVEF in the AMI group was lower than that in the control group, and the LVEDD was significantly higher
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than that in the control group, and the differences were statistically significant (P<0.05). Serum ¢Tnl, Myo and
BNP were negatively correlated with LVEF (r=-0.526, —0.567, —0.521, P<0.05), and positively correlated
with LVEDD (r=0.624, 0.583, 0.564, P<0.05). The ROC curve showed that the sensitivity and specificity of
the combination of the four (¢Tnl + Myo + BNP + echocardiography) for the diagnosis of AMI were 0.918 and

0.817, respectively. AUC=0.906, which was significantly higher than serum three independent predictions and

echocardiography (P<0.05). Conclusion c¢Tnl, Myo and BNP are abnormally expressed in AMI, and there is a

certain correlation between the above factors and echocardiographic parameters. Combining the above indicators

with echocardiographic examination can effectively diagnose AMI and improve the diagnostic efficiency.
[KEY WORDS] AMI; cTnl; BNP; Myo; Echocardiography
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R1 A CTnl Myo K BNPKF LI (x+s)
Table 1 Comparison of ¢cTnl, Myo and BNP levels between

the two groups (x#s)

2 51 n cTnl(pg/L)  Myo(ng/mL)  BNP(ng/L)
AMI# 88 2.82+0.54 164.52+26.35  194.22+25.87
YR 76 0.61+0.18 63.58+6.57 49.18+8.26

X 34.069 32.521 46.841

PiE <0.001 <0.001 <0.001

®2 WMABEOHESELVEF.LVEDD Lb3Z (vxs)
Table 2 Comparison of echocardiographic parameters LVEF
and LVEDD between the two groups (x+s)

21 n LVEF(%) LVEDD(mm)
AMI 4] 88 54.21+1.67 53.24+5.86
bopiisEil 76 63.87+2.53 45.21£2.06

18 29.207 11.352

P1a 0.001 0.001

%3 c¢Tnl.Myo & BNP 5 LVEF.LVEDD HJ#8 3% 144> #
Table 3  Correlation analysis of cTnl, Myo and BNP with

LVEF and LVEDD
LVEF LVEDD
WT =& Pl B P
cTnl -0.526 <0.001 0.624 <0.001
Myo -0.567 <0.001 0.583 <0.001
BNP -0.521 <0.001 0.564 <0.001

2.4 @A.OEIES cTnl . Myo S BNP Kl 12 W
AMI B HH

ROC M £ 7R , P43 B4 (cTnl+Myo+BNP+
L 3l ) B R T2 T AMIT ) B0k B2 R R S
FE 43514 0.918.,0.817; AUC=0.906 , 1H I i F B
T (P<0.05) . WL 4 &1,

x4 BEOHEBS cTnl.Myo & BNP#&MISHT AMIB94ME
Table 4 The value of echocardiography combined with
c¢Tnl, Myo and BNP detection in the diagnosis of AMI

WK AUC  95% CI  HURE HRE P
¢Tnl 0.821 0.751~0.891 0.771  0.625 <0.001
Myo 0.781 0.708~0.855 0.756  0.616 <0.001
BNP 0.840 0.776~0.904  0.792  0.639 <0.001

A LEIE 0852 0.809~0.931  0.806  0.782  <0.001

PUFIBEA 0906 0.830~0.941 0918  0.817 <0.001
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Figure 1 ROC curve
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Prediction of ChE, CRP/ALB ratio detection for early postoperative infection in elderly
patients with multiple traumatic fractures

LIU Hechun'*, CHEN Zaibo', WU Zhu', SU Ning', CHEN Li', ZHOU Gang®

[ 1. Department of Orthopedics, Dongfang Hospital of Dongfang City , Dongfang , Hainan, China, 572600 ;
2. Department of Joint surgery, Hainan Provincial People’s Hospital (Hainan Hospital Affiliated to Hainan
Medical College), Haikou, Hainan, China, 570311 |

[ABSTRACT] Objective To study the predictive effect of cholinesterase (ChE) and C - reactive
protein/albumin (CRP/ALB) ratio detection for early postoperative infection in elderly patients with multiple
trauma fractures. Methods The clinical data of 94 elderly patients with multiple trauma fractures admitted to
Dongfang Dongfang Hospital from March 2019 to September 2020 were retrospectively analyzed. According to
whether the patients had early infection after surgery, they were divided into 23 cases of infection group and 71
cases of non-infection group. A total of 81 healthy elderly people with physical examination during the same
period were collected and included in the control group. Serum ChE concentration was detected by colorimetric
method; serum CRP concentration was detected by immunoturbidimetric method; serum ALB concentration
was detected by bromocresol green method. Results Compared with the control group, the levels of ChE in
the multiple trauma fracture group were lower before operation, 1 d, 3 d, and 5 d after operation, but CRP/
ALB was higher, and the difference was statistically significant (P<0.05). Before operation, on the 1st, 2nd,

and 5th day after operation, the ChE in the early postoperative infection group was lower than that in the no

AERE hd A RAF A e @ LR A (817326)
ER L AT T AT EEREH, Ed, &% 572600
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early postoperative infection group, and the difference was statistically significant (P<0.05). Before operation,

on the Ist, 2nd, and 5th day after operation, the CRP/ALB in the early postoperative infection group was

higher than that in the no early postoperative infection group, and the difference was statistically significant (P<

0.05). Compared with the time of diagnosis, the levels of ChE in patients with early postoperative infection

were higher on the 3rd and 5th day after treatment, but the CRP/ALB was lower, and the difference was

statistically significant (P<0.05). Conclusion The concentration of ChE decreased continuously and the ratio

of CRP/ALB increased significantly in elderly patients with multiple trauma postoperative early infection,

which can be used as an effective predictor of early postoperative infection and guide anti-infective treatment.
[KEY WORDS] Multiple traumatic fractures; ChE; CRP/ALB ; Early postoperative infection
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Effects of tirofiban combined with sodium nitroprusside on NT-proBNP , MCP-1 and
H-FABP in patients with PCI without reflow

CHEN Yanfei*, WANG Qicun, HONG Ye

(Department of Cardiovascular Medicine,, Lujiang People’s Hospital, Hefei, Anhui, China, 231500)

[ABSTRACT] Objective To investigate the effects of tirofiban combined with sodium nitroprusside
on N-Terminal pro-B-type Natriuretic Peptide (NT-proBNP) , Monocyte Chemoattractant Protein-1 (MCP-1)
and Heart - Type Fatty Acid Binding Protein (H-FABP) in patients with no - reflow percutaneous coronary
intervention (PCI). Methods 105 patients with No-Reflow Phenomenon (NRP) who underwent PCI in our
hospital from February 2019 to February 2022 were selected, and according to different treatment methods, all
patients were divided into the control group of 50 cases and the observation group of 55 cases, the control group
was treated with tirofiban, and the observation group was treated with tirofiban combined with sodium
nitroprusside. The thrombolysis in myocardial infarction (TIMI) grading classification of infarction - related
arteries (IRA) , cardiac function-related indexes [Left Ventricular End - Diastolic Diameter (LVEDD) , Left
Ventricular Ejection Fraction (Left Ventricular Ejection Fraction, LVEF) and N - Terminal pro - B - type

Natriuretic Peptide (NT -proBNP) |, serum inflammatory mediators [ Monocyte Chemoattractant Protein - 1

B AR B 2 R AR A %) R B (201901a01123)
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(MCP-1) , Interleukin-18 (IL-18) ], myocardial injury indexes [ Heart-Type Fatty Acid Binding Protein
(H-FABP) ] and adverse drug reactions were compared between the two groups after PCI. Results The
incidence of NRP in the observation group (3.64% ) was significantly lower than that in the control group
(16.00% ) (’=4.646, P<0.05). One month after administration, the levels of NT-proBNP and LVEDD in the
observation group were lower than those in the control group, and the proportion of LVEF in the observation
group was higher than that in the control group (r=4.186., 2.771, 2.764, P<0.05). One month after
administration, the levels of MCP-1, IL-18 and H-FABP in the observation group were lower than those in the
control group (7=15.876,11.334.,9.714, P<0.05). One month after administration, the clinical efficacy between
the two groups (68.00% vs 90.91% ) was significantly different (»°=8.591, P<0.05). There was no statistical
difference in the incidence of adverse reactions between the two groups (24.00% vs 27.27% ) (y°=0 .147, P>
0.05). Conclusion Tirofiban combined with sodium nitroprusside in the treatment of NRP during and after

PCI is more effective than single tirofiban, which can effectively enhance cardiac diastolic and systolic

function, improve inflammatory response, and reduce myocardial injury.

[KEY WORDS] Percutaneous coronary intervention; Tirofiban; Sodium nitroprusside ; No-reflow
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B AR R K ELISA I &, | &« Bilg A= 5l
AIRAF) .
1.3.3 W4 I AR IE A B SO LA 405 48 B K P
Xt L

SR B E G 25T A 2505 1 A RAE R

3 %%, ST Bt il 7] 745 =50% , Ifil & PR3 7] T+ =90/60
mmHg , & P = PO R D B I
B X PCI AR | JF & A NRP G #1748 1 F1
A3 A, TIMI L 2~3 9% . ST B i 3 [ ¥4 =50%
I B3 1] T+ =90/60 mmHg | M 6 B B 2% i 5 Ky
IR, Dl PR 7 R0
1.3.5 P WA RV L

LA /AR B0 > B R B R S
U R R LR S 4
1.4 Geit2rrik

K H SPSS 28.0 et 8 43 A Bt 1 ¢
BERH (v £5) 378, 4LIE] FL SR ¢ 4550 5 THEC7ERE
KH n(%)F#mnm, AE ERH 2% B0 P<
0.05 ZEFHA G XL,

2 R

2.1 PiZH IRA 19 TIMI I3 43 2% He A%
WLEELH NRP KA 18 AT PTREAR , A R B R AIG
FTXRY, 2R A7 R L (P<0.05), W1,

£1 WAHAPCIAR/GIRA B TIMI MF S FKELE [1(%) ]
Table 1 Comparison of TIMI flow classification of IRA
after PCI between the two groups (n(%)]

A% n TIMIOZ TIMI1Z TIMI2%Z TIMI3 % JTE

S KL 5 mL, BT A B0, R shilAs sy XHHR4L 50 000.00)  3(6.00)  5(10.00) 35(70.00) 7(14.00)
Y27, L) 3 000 r/min B0 10 min, 35024510 cm, WL 55 0(0.00)  0(0.00)  2(3.64) 52(94.55) 2(3.64)
. . - \ . Vel 3.397 1.705 11100 5.522
- 1H = N= Y. £ ) NI S
AT L JZ M o SR FH B B e 8 K 7% (Enzyme- P 0065 0192 0001 0010

Linked Immunosorbent Assay, ELISA) X Ifil. 7 1 .
1% 21 i ¥4 1k 25 1 -1 (Monocyte Chemoattractant Pro-
tein-1, MCP-1) . [ 41 Jifl 41 2 -18 (Interleukin-18,
IL-18) Jz. e L1 i 2 45 & 45 1 (Heart-Type Fatty
Acid Binding Protein, H-FABP ) 7K - #F 17 6 ) ( {&
FHR B T M B B2 7 g AT R 5348 20 w0 i ik
F&, A BN S U] T A TR ) o

2.2 WO I REAHOCHE R LA
2505 1 A, W% 4 NT - proBNP /K F %
LVEDD {E ¥4Ik FXF B2 s W22 41 LVEF (5 b s T
YRR, 22 A G2 L (P<0.05) , WL 2,
2.3 THALIMNIE JAE AN B O WU 548 ik T Fe g
W25 1 A, WELLH MCP-1.1L-18 }2 H-FABP

1.3.4 W ARG G RSO
BN 24 3~5 min Ji5 e ko 52 TIMI Il i 2~

F2 WALINBEIERER (vxs)

iE

VAN

IK AP B T X
0.05), UWLF 3,

Table 2 Comparison of cardiac function indexes between the two groups (x+s)

- . LVEDD (mm) LVEF(%) NT-proBNP(pg-mL™)

} Y EHT BEE1A EAET) AR A 42T %251 A
YR 50 55.37+6.04 50.85%5.46" 41.49+6.11 50.79+6.91" 4 054.09+668.24 3 780.67+512.24°
WEEH 55 56.02+5.83 48.13+4.64° 39.63+7.25 54.63%7.35" 4 048.48+662.35 3 366.82+505.66"

tHH 0.564 2.764 1.428 2.771 0.043 4.186

P8 0.574 0.007 0.156 0.007 0.966 <0.001

T ST L, "P<0.05,

4, 25 A 5007w E (P
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2.4 PHAIEIRIT R A

UZJE 1 A US4 TIMI I 2~3 9% ST Bris
[A17%=50% . il 5 P [7] 71=90/60 mmHg . fiife B i 2%
il NESCAT TR, St 2= R OIS e e N0 T

A LB A Gei e L (P<0.05) . WLER 4.
2.5 WA RN LK

WAL R R R AR A 22 S g it 22 3 X
(P>0.05), W5,

x3 WMAMBREN R OARGIEIRLE (x+5)

Table 3 Comparison of serum inflammatory mediators and myocardial injury indexes between the two groups (x+s)

MCP-1(pg/mL)
415 pe

IL-18(pg/mL)

H-FABP(ng/mL)

n

A EAii| %eiE1 A YT A1 A EAE) 52)E 1A
X 2l 50 136.98+15.84 89.55+11.26° 3.32+0.64 2.25+0.31° 84.29+9.54 52.57+7.84°
WL 55 138.22+16.63 59.63+7.84" 3.23+0.55 1.630.25" 83.53+10.84 34.72+5.86"

t{H 0.393 15.876 0.776 11.334 0.383 9.714

PAH 0.695 <0.001 0.439 <0.001 0.702 <0.001

- 54 200 i, "P<0.05,
F4 FAEKITIEER (n(%) ]
Table 4 Comparison of clinical efficacy between the two groups [1n(%) ]

21 51 n TIMIMFE2~3 %% ST BGR[FITE=50% i Pk [F1F=90/60 mmHg B MO H ZAE Hdh e 5 2% 1
XL 50 34.(68.00) 36(72.00) 34(68.00) 10(20.00) 34.(68.00)
WL 55 50(90.91) 51(92.73) 50(90.91) 3(5.45) 50(90.91)

V! 8.591

P 0.003

x5 MHEBTEARRMEZERBRIEE (n(%) ]
Table 5 Comparison of adverse reactions between the two groups after treatment [1(%) ]
20531 n i/ EE BRI TS SR % WLIA Bt B
X R 2 50 2(4.00) 5(10.00) 2(4.00) 3(6.00) 0(0.00) 12(24.00)
g 224) 55 3(5.45) 4(7.27) 2(3.64) 4(7.27) 2(3.64) 15(27.27)
714 0.147
P1H 0.702
3 e TS0 R TR PR RS 25 , A ok shh ik (F#AIG

TG it A BRI e AR Bl K i A8 AT SR 1
A I I ) — R G R PCR L AR
R G MR B0 Tk i A8 8 A R A L s T 1w ot P
2 M (TIMI2 9%, 12 13 81725 (TIMIO~1 4, TG
)M FOCHFSEHRGE , NRP S bx T2 4l 2140
T I ST R] ) B 5 R A 2 i, G o R PR
L7 P 1 448 e JHG i ot 268 71 1) J5 2 2 T 3 s
/IR SR 4R B 1 A0 e 2 5 1S 1 T A O 2 L i
RBLILE 8 #A F TP iR NRP &4, PCLE+E
200 T4 HOR G i A A 2 AT JE e IR Bl Tk A
JiE DA T e 3o JUL A i i 98 O 1) — R o 7 %
LR VR A dfe i fpte AR08 JUL A AL 5 T I O
PfE Y, BB AEPEE MM E E [ b/Ila
Z AR FEPT ] (Platelet Glycoprotein Il b/lll a Receptor
Inhibitors , GPT) , F.A 5 K 4 ifiL /Ml 410 4 £ g, 7T
IR A5 AR e I /0N A 2R A RN IS Tk P BT A T B R
%, st et LI, B2 0 LA SRS PR

I 035 P R A SR B 2R (PR, 9k il A e
LI 2823 1 A 2 3 TN v 97 N s 3
FH K B 1R 5 G2 #0032, IR S L4380 R AT X 4
By B KT UE 385 9 i 8 0 VR F ifi PRkt
AR I S G 0o s A3 B KA il k2
Bii i NRP $5c A 2L 1 24 2 — , 7E PCLA H et ik
o7 FH A A AT Jp 25 4 v TIMI LI 3 ZR5 L'
AR 58 25 R 45 R R 2 A PRI & i 3 4
TR YT A RMCE NRP & AR 8 im0 L 37 9
T, 3855 U JIE BT 45 T BE , vt O M S AG) , /D i
BRI A EEVRIPOIURER . fEE
TR SR AR, ROE SO N e R iR — R, &
TR 22 Fh SR AE A5, A5 dfe i gl 4 5 9300 WL 40 M
AEVIELR . MCP-1J& T b+ CC I FKIE M AL
T Z— W R A B — e R E R, vl bk
FAAZ AN 1] 1055 B S , TP L R AN , DT ok
FEBEH ; IL-18D &4 R F 7, F NLRP3 5 PE/MAA
SRR, TG R ROV IO B 2
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Fh RIEA FAE UL s H-FABP J2 O
B AL N BT A 1, B B O R e, 2
OGRS 2 — o E— 058 Bon , W
£ 40 MCP-1.1L-18 } H-FABP /K ¥ {5 T %} /8
4. VIR D HEPRE A S ENI5 YT NRP A B
B S AE S, RO LA 45 o 00 JHL I R v g
SR AR HE T I Bl ARE A TR, DI 9 2 R
A0 SO C JULZHE B R 453 £ 5 EL AT S0 o /il SR AR
I AL B for , o438 el bR sl Pk L 7 O WL 7 o

gi LAk BB JEPEER A i BN IR T PCTR
H i NRP 88— 8 2 JE BEIIG R T 2000 3%, BB
SIS O JUE &7 48 DI RE , 2l ARAE RN, FEAIGO LR
1 AEAF I RIS W

&% 3Lk

[1]  Corcione N, Pepe M, Ferraro P, et al. Impact of Tirofiban
on Serum Troponin Changes in Patients Undergoing Carotid
Artery Stenting: A Propensity Matched Analysis [J]. Ann
Vasc Surg, 2020,64:151-156.

[2]  Barman HA, Kahyaoglu S, Durmaz E, et al. The CHADS-
VASc score is a predictor of no-reflow in patients with non-ST-
segment elevation myocardial infarction [J]. Coron Artery
Dis, 2020,31(1):7-12.

[3]  Kotronias RA, Scarsini R, Gibbs T, et al. Safety of Rotational
Atherectomy Using the Radial Access in Patients With Severe
Aortic Stenosis[J]. Am J Cardiol, 2019,124(3) :381-388.

(4] Kb, skmite VI, 55 EARSIK N 2 A BEXT ST B
i AL URE TR N PCLARJF O ILHE 1 7K SF- (9 52 [0 ).
TP E LSO I E A2, 2019,17(20) :3175-3178.

(5] DU B2 AR PEREE 61 ed Ik v i 5 4l B 2 1k O JULRE A E
W 2 BOE DA AARBBOER [T ], A 5 1k 12, 2019, 25
(2):251-252.

(o] ik, miLE, a4, 55 SR bk P Ik 5 10 T AH - K
2R S 2012 PCTAR rhJe & 0 28 350 D e A 1
JE RIS [T]. L BE %, 2020,26(7) : 1165-1169.

(7] Pk, 06, 588, 55 8 P ARPRR G Mk il 0 2 48

[10]

(11]

[12]

[13]

[14]

[15]

[16]

(17]

ST Bedfi ey RO WU AL 28 55 28 BORAR B Ik AR T7 RS L
WURRE T K TS W s e [T ], AR AR R 2 %55, 2019,
38(2):128-132.

EIAHS, 2250 B P AR B TR YT Atk O WU ZE PCT AR
Ji A S Dk T B R AR IS [T]. DU BE 2%, 2019, 40
(4):394-397.

A R 2GS A S AR &k 2R L2, AR
PR AC IR 2 G2, h E T R 45 5 A 20 i
T B ACIER A, 5 2ROk A
TRYT HI T AR WL B2y £ IR T ], E A g
B2 & 2%k, 2017,37(4) :389-393.

L) NS e o U IR R EDN TS L3N P R R
AR PETEAR S K P G iR 7 T STEMI 4T PCLYY
s [) ], PR R, 2021,41(12) :1028-1034.
Tasar O, Karabay AK, Oduncu V, et al. Predictors and out-
comes of no-reflow phenomenon in patients with acute ST-
segment elevation myocardial infarction undergoing primary
percutaneous coronary intervention [J]. Coron Artery Dis,
2019,30(4) : 270-276.

Ma Q, Ma Y, Wang X, et al. Intracoronary compared with
intravenous bolus tirofiban on the microvascular obstruction
in patients with STEMI undergoing PCI: a cardiac MR study
[J]. Int J Cardiovasc Imaging, 2020,36(6):1121-1132.
AT RIS B HEE SRR B K N S O L
TEAE ZUAE PCI A5 T 5 Ui A I RACR [T ], v AT 2 2%
i, 2019,28(2) :156-158.

PI/INGR AR IE, SRR, 5 R B ARDEEC G AR S 2 4F
ST Bedfi iy B0 U AE 2855 28 BORAR B Ik AR I7 AR5 L
WUHRE I K TS s e [T ], AR A R 2 %55, 2019,
38(2):128-132.

TRATBE, BRAE Y, LT, 55 . AR Al 306 5 AT AR G 8l ik
PI4T35 % Sl I S 3 k% STEMI JC A& 3t A7 3k e 22 4
P (V] SEREEBE IR RS, 2019,16(4) :270-273.
T 1), BREPETT, DA A L TR R 2 Al IR 5 i 4
T4k FE6F NST-ACS ik 3% PCI A h JE & 3t i1 By 46 F [T ].
O A PRk, 2020,20(1) :41-44.

2N AR TERLRE . 2RO U AE PCT R 5 S8 34 1Y IfiL
#% NT-proBNP . ICTP . MMP-9 /K 3 % Hilfe & & SCHF5E [1].
SFLWSIRITAE, 2020,12(1) :31-34.

(E#EF3297)

[17] Levin M, Cunnington AJ, Wilson C, et al. Effects of saline
or albumin fluid bolus in resuscitation: evidence from re-anal-
ysis of the FEAST trial [J]. Lancet Infect Dis, 2019, 7(7) :
581-593.

(18]  RIgVE, S5%t4e, wmafe €, . C- A S HEN LHE
X AR T R RIS Mg [T ], AR BAE 2R
EHMAE, 2019, 18(4):266-271.

[19] Ronit A, Kirkegaard-Klitbo DM, Dohlmann TL, et al. Plas-

[20]

ma Albumin and Incident Cardiovascular Disease: Results
From the CGPS and an Updated Meta- Analysis [ J ]. Arterio-
scler Thromb Vasc Biol, 2020, 40(2) :473-482.

Kaplan M, Duzenli T, Tanoglu A, et al. Presepsin: albu-
min ratio and C-reactive protein : albumin ratio as novel sepsis-
based prognostic scores: A retrospective study[J]. Wien Klin

Wochenschr, 2020, 132(7-8):182-187.



PR SRIT ARG 20234E2H %5154 %521 T Mol Diagn Ther, February 2023, Vol. 15  No. 2

© 335 -

KT 28 4E 2 11 S 1R Y7 B 191 COPD I AR Y 250 S &t
TGF-B1 &y . TRRI. Smad2 . Smad3 &k K -1 55

IEHR* RHF Bk T FM

(# ZE] BH OFAT A6 ISR Y7 5208 018 M BH 28 1 il 2 5 (COPD ) It R I 280 S ot
M3 % Ak A= K B 7--B1 (TGF-B1) & & . A& 1l TBRI. Smad2 . Smad3 ik K FRys2mi . ik wE#H
2019 4F- 4 H % 2021 4F 4 A Wi A6 28 205 1 5 B 2 BEUGA AY 110 Bl %8 2 ] COPD & F ik T i 58, 4
F 4 WAL R W B A T AL R IR T OISR AL 2 R Y B 25 WA T RO IR AL . SRIT R 12 A
BF P I AR 97 R4, 2R A T SEL A 1 A7 000 3 ( CAT ) A0 LA 2 706 3% £ PE Ay 2% (QLICD-COPD ) #FA7 , 6
fiii 13 BE 5 Fxs e Tl BE G I — FB I 1 E S AL (FEVL) | JH 7 ili 3% & (FVC) | 43 b d5c Kl < B
(MVV) } IfiL 7 TGE-B1. 44 1fi. TBRI. Smad2 . Smad3 ) mRNA 235 /K 5 697 J5 B 17 1 48, W52
COPD 21 & 1E (AECOPD ) fI TR A BE MY &AL 0L, &R 097 )5 12 B, AR AL IR T A ROR |
QLICD-COPD 4} .FEV1. .FEV1/FVC .MVV /K- T R4 (°=7.781, P<0.05) , CAT 41 . IfiL i TGF-B1
o AME I TBRI, Smad2 . Smad3 A mRNA 3£ ik /K AR F X4 B 4L, 22 34 G124 8 X (=7.781, 1=
7.400,4.114.,4.803 . 5.369 ,3.818 ,13.007 . 8.654 ,4.929 . 5.623, P<0.05) ; {&J7 i by 1 4F , By i) Wi 2<4H
B AECOPD 1) SRR 2B S AT B 1) AR R AR R IR T X0 B, 28 A Seit 29 5 L (x'=4.325 4145,
P<0.05), S5 JTBAERTEOAIF A E W COPD W35 0l iy vk Bl Il D g A 3 o, 07k TGR-B1/
Smad 18 #%XT 248 1SR VA T VR A G

[SEIA] 1B MERHEEENRE ; IT3AE6 35 MiThag; b KK -1

Clinical efficacy of Breviscapine injection on stable COPD and its effect on TGF - 31
content and TBRI, Smad2, Smad3 expression levels
WANG Siying'*, ZHAO Qi, YANG Xin, WANG Hong, LU Yang

(Department of Pharmacy, Hebei Qinhuangdao Traditional Chinese Medicine Hospital, Qinhuangdao, Hebei,
China, 066000)

[ABSTRACT] Objective To study the clinical efficacy of Breviscapine injection on stable chronic
obstructive pulmonary disease (COPD) and its effect on transforming growth factor-B1 (TGF-B1) content,
TPRI, Smad2, Smad3 expression levels. Methods 110 patients with stable COPD admitted to our hospital
from April 2019 to April 2021 were collected for retrospective cohort study. They were divided into the
observation group receiving conventional western medicine combined with Breviscapine and the control group
receiving conventional western medicine. 12 weeks after treatment, the clinical efficacy was evaluated, the
chronic obstructive pulmonary disease assessment test (CAT) and the chronic obstructive pulmonary disease
quality of life assessment form (QLICD - COPD) were evaluated, the pulmonary function indexes forced
expiratory volume on first second (FEV1) , forced vital capacity (FVC) , maximum ventilation volume per
minute (MVV) and serum TGF-B1 contents, the mRNA expression levels of TBRI, Smad2 and Smad3 in

peripheral blood were detected. The patients were followed up for 1 year after treatment and the incidence of

AR A A2 THPLERIESL LX) (202004A125)
M ftn . FTab A 2 Bk EE RS A, T, A 2 B 066000
*EAEHEE . 2, E-mail : H505748155@163.com
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acute exacerbation of COPD (AECOPD) and readmission were observed. Results

At 12 weeks after

treatment, the total effective rate, QLICD-COPD score, FEV1, FEVI/FVC and MVYV levels in the observation
group were higher than those in the control group, and the CAT score (x°=7.781, P<0.05) , serum TGF-{1

content, the mRNA expression levels of TBRI, Smad2 and Smad3 in peripheral blood were lower than those in
the control group (x’=7.781, r=7.400, 4.114, 4.803, 5.369, 3.818, 13.007, 8.654, 4.929, 5.623, P<0.05).

The cumulative incidence of AECOPD and the cumulative incidence of rehospitalization in the observation

group were lower than those in the control group (y*=4.325, 4.145, P<0.05). Conclusion

Breviscapine

injection can significantly improve the curative efficacy, lung function and quality of life. Breviscapine injection

exerts therapeutic effect by inhibiting TGF-31/Smad pathway.
[KEY WORDS]

2 P FH ZE M4 i ¢ 7 (chronic obstructive pulmo-
nary disease , COPD ) j& LA S i AN A 38 A7 R A 4 AiE
(1)1 P P I R BR[Ok A= COPD 4 i
(AECOPD ) X Jiiti By i S A& i Jo o5 287 3t B A A 5%
Wi, A ot B4 AE COPD i 1 Ab T A2 i 491 Asf AR 3
FriRYT VL SE 22 it T R sl R Y i 72 s R I H
HAEWE TR W AECOPD 1y & 2B, H ik e
191 COPD 1Y = 2IR 7 25 W) A0 4% S8 &7 9k 0
B BOER ASTRE 25 W), B AR R 08 B 3 %o i b R Y
BITAEH ARG % SO 9 Tk U 3 ih
Ui KW PR S, s AE R 25 7E COPD
BIT R BEZ B2 R, AU I HRGE A 2
AT 3546 R BRUAS B A0 KT 2546 R HL A JE 98 it 21 2
b B I BB RYVE A E S A K
F--B1 (transforming growth factor-B1, TGF-1)/
Smad2/3 38 A ™ . A TIRANRIT [AE R TE
COPD &7 YA, AWFTOH AR 25 LR
E SR T RAE Y] COPD [ Ife YT 4% S % TGF-B1
Syt HMEIM TRRI . Smad2 .Smad3 FE3k /K520

1 XN&REFE

1.1 x5

YEFE 2019 4F 4 H F 2021 4F 4 F W 6] JL %
LI P R BE B SCIA Y 110 B4 B AR HERR A
HE M FaE ) cOPD BB AE MWF T 4 . A bR
e DB Fa5E I COPD i Wibn "™ s @32
VP ER)T G AR AT HIER;OA
Y1 J5 58 B 1 ARBE 7 3 @097 1 5 He B2 R B8 B v
KA EMREAS o HEBR bR D32 BRAT 46 K 4
HoAh b B 25003697 s @G T G B YT IK il
9 SR AT R SR s B A I A AR AL 4% L e
RERGESEH o AW I B AL B 0 R, 3R
R B B2 b il v

COPDj; Breviscapine; Lung function; TGF-31

1.2 8k

RGBT S AE RIGIT A ALY 110 4]
Faa2 ) COPD FR 3% 43 0 WA A RN IR . R 40
I A8 1], $2 32 W VG BE 25 RS AT s AE R IBYT AR
a5 v 1 E P BE 2GR YT T R T SO BRI
F A O R RT RIS TAT R RR)T .
AT ST SRAE R 40 mg JITA 0.9% F AL 4N 5
250 mL, # ki, 1 o/d, 2R F 12 L R IR
I 62 ], 1232 H PG B2 2903897
1.3 WEAETR
1.3.1  IERITRL

WBIF AT EGRIT IR 12 R, 2 BB R RIS
Y7 RUbRAE D B (b 24538 24 1 PRAF 5 48 2 B ) (38
APV AT o B UEAR AR 4 1P, TH T 8FE =
CGAIT TR 3897 5 BB ) BT 1 B R 43 x
100% , %46 £0=95% Fy i AR TH 2R BEATH 2%, 70%~
95% N AL, 30%~T0% NA KL, <30% KT BA
AR =RE IR ¢ BOEAR T R R+ AR+ RR
1.3.2 JlizhfE

BT HT R RYT R 12 JRIE, 5% FH i 2 BE SRS
— F H 71 PF R %5 B (Forced expiratory volume in
one second , FEV1) . F Jj ili 15 1 (Forced vital capac-
ity, FVC) | % 43 iz K i < & (Maximal voluntary
ventilation, MVV) , 115 FEV1/FVC,
1.3.3 rmE

RITRT MG TT R 12 AR, B4 kT2
BELJifi P74 328 (COPD Assessment Test, CAT) 11
RELH £ 3% 57 2 PP 2 (QLICD-COPD ) #EA .
1.3.4  IMiEhRED

IHIT T MR YT I 12 JA i R 8 25 18 AN A i
fik I 5 mL, % B 30 min J5 #& H2EL 10 cm L B D
413 000 g B 5850 10 min, 43 85 1L 3 I >R T
I G 28 W B A U TGR-B1 1) 75 2 o
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1.3.5 AMEIAREY)

BITHT ORYT E 12 JR, R4 23 i A 8 w5 bk
I 5 mL, 5% F 4 1. RNA 32751 & 38 O ik i H 19
RNA , % %62 7 PCR AR & (Jbm KA A
BN ) 785 6 58 1 PCR (7500 A1, SE[E ABI /A ] )
K I Ab JE I RNA 1 TBRI. Smad2 . Smad3 1Y
mRNA Fik K-,
1.3.6 AECOPD HIH¥

TRITJE R E HEAT 1 AR T, B 7 2
I 15, BE U5 ) 2 88 SR AL 4% & 42 AECOPD K¢
AR B o
1.4 Bt ibs

K FH SPSS 24.0 B A X #dim AT e 2R A
THECGERL A n (%) FRom R ki, 115 B9k
(x£5) K7, WA ] LLBCR H ¢ 46 5%, AECOPD #1
PR BE ) 22 AR A AR K-M i Ze ik, R H]
log rank £ 55, P<0.05 N ZE 5 A G01T2FE X,

2 #R

2.1 WYL IR IR R e g
RIT G 12 JE R, SR R SRS T
YR, Z R A 5124 E L (P<0.05), Wik1,

®1 WMABRFRKRTRLLE (2(%) ]
Table 1 Comparison of clinical efficacy between two groups

of patients [7(%) ]
AU n JERIRECEAT R WA A O BAERCE

W 48 1 22 17 7 41(85.42)
XTIEZ 62 0 21 17 24 38(61.29)
7 1H 7.781
PiH 0.005

2.2 PHLLBAEIRTT R G I E) RERY L

PIZE ] L3, i 7 Wit D) REE A FEVL .FEV1/
FVC MVV 2 F TG 18 L (P>0.05) 697 )5
12 JE W% 4H A FEV1 . FEV1/EVC . MVV 7K 4475
TXHRA, ZRAGIHE L (P<0.05), W2,

2.3 W4 B E IR IT ET 5 CAT ¥ 43 il QLICD -
COPD 1153 1 L 8%

Wi 41 18] L 42, 36 97 1T CAT 3 43 A QLICD -
COPD ¥4 1 22 % G it 24 75 X (P>0.05) , 1677
J5 12 JE W 5S4 B CAT 3 20 A% T xf BR 4 .
QLICD-COPD ¥4 T X R4 , 22 7 G i 4
M (P<0.05), WLF 3,

®3 WHEBERITAIE CAT ¥4 QLICD-COPD ¥4
HILLEE (v £s)
Table 3 Comparison of CAT score and QLICD-COPD score

between the two groups before and after treatment (x +s)

a5 CAT P-4y QLICD-COPD /4
TRITHI RITIE epEgif] RITIE
MEEH 48 16.73x4.41 1023225 66.38+8.92  76.91+9.38"
XHHR4L 62 16.39+4.85 13.18+£3.25' 65.59+7.23  70.12+8.68"
1l 0.379 5.369 0.513 3.818
PiH 0.705 0.000 0.609 0.000

SRR R, *P<0.05,

2.4 PHA B AEIGIT ETS MV TGF-B1 & & &
A JE 1fi TRRI . Smad2 . Smad3 mRNA % ik 7K
) b %%

2 21 [0] Fe %%, ¥R 97 AU MLTE TGF-B1 & & M 4h
J& 1ft. TBRI . Smad2 . Smad3 mRNA 2 ik /K F 1 2
RSB X (P>0.05) , 3697 J5 12 J& B 1 i
TGF- B1 ¥ #& M 4b J& I TBRI. Smad2 . Smad3
mRNA F KKV 1 22 7 4 41t 2% 2 L (P<0.05)
HOWL 2 4H Y 1LV TGF-B1 & 2 M2 4P & 1fil TBRI .
Smad2 . Smad3 mRNA 3 ik 7K *F ¥k F X B2 41
(P<0.05). W4,
2.5 4 HH AECOPD FIHAE BE 1) H 4

WIT IS MR 1 AR BE U5 )0 5% A R
AECOPD 1 2 Uk A 5 F0 FAE B 19 REUL 4%
BIR T X A, 22 5 A 4 it 2% 3 L (P<0.05) .
DL 1,

x2 MABFBTAIEMINGENELER (x+5)

Table 2 Comparison of pulmonary function between the two groups before and after treatment (x +s)

- . FEV1(L) FEV1/FVC MVV(L/m)
IRITHT TR IARITHT RIT)R IRITHT RIT)R
WA 48 1.1420.20 1.5520.17° 40.94£7.12 56.659.23° 48.12+6.69 60.91£7.57"
X AR 2 62 1.0920.24 1.3020.18" 41.32+6.68 49.75£8.31° 47.89+7.12 53.578.23"
2: 1.164 7.400 0.287 4.114 0.172 4.803
P 0.247 0.000 0.774 0.000 0.863 0.000

T HRYTHTELAL, P<0.05,
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F4 MWAEREFBFTAIENE TGF-31 §=K5MNA M TRRI.Smad2 ., Smad3 FRiX7K FHIELEE (x+s)

Table 4 Comparison of TGF-1 content in serum and TBRI, Smad2 and Smad3 expression levels in peripheral blood between

the two groups before and after treatment (x #s)

G130 i TGF-B1(ng/mL) TRRI Smad2 Smad3
WITH_ WrR Wbl wrs oW Wt il i
pUE =<1l 48 1.25+0.24 0.67+0.09° 1.04+0.18 0.58+0.08" 1.01+0.20 0.63+0.09* 0.97x0.23 0.55£0.07*
XJ R ZH 62 1.31+0.29 0.94+0.12* 1.00£0.15 0.81+0.17" 1.00£0.19 0.77x0.18" 1.00£0.23 0.72+0.20°
t{E 1.159 13.007 1.271 8.654 0.268 4.929 0.678 5.623
PiH 0.249 0.000 0.207 0.000 0.790 0.000 0.499 0.000

H: S5IRYTHT AL, *P<0.05,
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Figure 1 K-M curve of two groups of patients
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[ ZE] BH H0BA 915 T HRRANE S5 R 175 P45 2 L CEA \TSH 4 HUR g 1
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P55 FUIR SRR B 20 03 4G L 1) B I3 R4S 2 L CEA TSH /K, 2 iR% F #R R R (ROC) i 48 7 i #8
PGS BURBR AN ET 25500 16 K 106 A 1 35 B 45 2 | LY CEA | LT TSH 2 W7 FF R 8 A0 sk v A Sk
WERYE 2 W0 DU S 2 A A8 75 5 1 51 DR AR A0 4 20 S 706 4G | 1t 375 B 45 2 | 1L 5 CEA | I35 TSH 4>
SUTEAG B I A DAl FIR I O SR B SPE AR . SR LB 00 FPOBR G 0 B 2 SR 3% G B P e
B | 1L 3 B 4% K IS CEA LT TSH ¥/ X 4L, 22 58 i1 24 8 X (4=74.227, 1=29.232 |
86.828.51.376, P 1]<0.05) s R4 M1 A 45 5 o , 87 51 5 T FOR R 40 S 2 3 A BH M Il 35 A 5 2 It
CEA . IfiL ¥ TSH K45 H5 bR & kil i 25 5 T 50012 Wi 1 AUC (P 1<0.05) ; 75 515 T FAR i 4 - 230
TR L I B 5 28 L LT CEA L ML TSH BE A 1FAl B CRR 98 10 USRS R R e L 40 50
96.00% .90.00% .93.00% . £51& #7751 F T HUR AR AT 2 3G R I0E A 1L 35 55 2\ CEA \TSH X HUR AR
FEIIZ WIRURE = T B IZ TALE
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Diagnostic value of ultrasound-guided fine needle aspiration biopsy combined with serum
calcitonin, CEA and TSH for thyroid cancer

SHI Xu, XIAO Baojun*, QIAO Xiangbin, LIU Jia

(Department of Ultrasound , Beijing Daxing District People’s Hospital, Beijing, China, 102600, China)

[ABSTRACT] Objective To explore the diagnostic value of ultrasound-guided fine needle aspiration
biopsy of thyroid combined with serum calcitonin, CEA and TSH in thyroid cancer. Methods From January
2022 to June 2022, 50 patients with thyroid carcinoma treated in Beijing Daxing District People’s Hospital
were selected as the observation group, and 50 patients with benign thyroid nodules treated in the same period
were selected as the control group. The proportion of thyroid fine needle aspiration biopsy under ultrasound
guidance and serum calcitonin, serum CEA and serum TSH levels were compared between the two groups;
Receiver operating characteristic (ROC) curve was used to analyze the sensitivity , specificity and accuracy of
ultrasound-guided fine-needle thyroid biopsy combined with serum calcitonin, serum CEA and serum TSH in
the diagnosis of thyroid cancer; the sensitivity, specificity and accuracy of ultrasound - guided fine - needle
thyroid biopsy, serum calcitonin, serum CEA and serum TSH in the evaluation of thyroid cancer and their
combination were analyzed by four- table diagnostic test. Results The positive proportion of thyroid fine
needle aspiration biopsy, serum calcitonin, serum CEA and serum TSH levels in the observation group were

higher than those in the control group, and the differences were statistically significant (¥’=74.227, 1=29.232,

REeT A KA RAR E R IRAL (4202223436 )
A bR T RERARERA F A, L7 102600
*@AEMEE . AR E, E-mail : baojunxiaoxiao@163.com
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86.828, 51.376, all P<0.05) ; According to the regression results, the AUC of positive ultrasound- guided fine

needle biopsy of thyroid, serum calcitonin, serum CEA, serum TSH higher than that of thyroid fine needle

aspiration biopsy combined with serum calcitonin, serum CEA and serum TSH alone (P<0.05) ; The sensitivity,

specificity and accuracy of ultrasound - guided fine-needle aspiration biopsy, serum calcitonin, serum CEA and

serum TSH in the combined assessment of thyroid cancer were 96.00% ,

90.00% and 93.00% respectively.

Conclusion The diagnostic efficiency of ultrasound-guided fine needle aspiration biopsy combined with serum

calcitonin, serum CEA and serum TSH for thyroid cancer is higher than that of single diagnosis.
[KEY WORDS] Needle biopsy; Serum calcitonin; CEA; TSH
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F1 PHEMFERESSER.CEA TSHAKEI L [2(%), (v+s) ]

Table 1 Comparison of serum calcitonin, CEA and TSH levels between the two groups [n(% ), (x+s) ]

FLBR Il 2 B 25 0 A

2151 T i 1 7% P45 2 (ng/mL) 1% CEA(pg/L)  IfiLi#% TSH(mIU/L)
222 50 45(90.00) 5(10.00) 0.78+0.08 15.82+0.84 50.87+5.32
X IR A 50 2(4.00) 48(96.00) 0.39+0.05 4.060.46 10.65+1.53
PaLALE! 74.227 29.232 86.828 51.376

PfH <0.001 <0.001 <0.001 <0.001

IR R AR a3 dE , 22 %8 Bo it 24 3 XL (P<0.05) .
W2,

F2 AREFEXRBFRKIRESRENERISE.CEA.TSH
KEXFLE (x+5)
Table 2 Comparison of serum calcitonin, CEA and TSH
levels in patients with thyroid cancer of different pathological

types (x+s)

SR p o PEF5Z (ng/mL) CEA(pg/L) TSH(mIU/L)
A 21 0.91+0.08 18.68+1.76  43.21%+3.86
TEHRIE 16 0.73+0.07 15.52+1.97  52.33+4.97
Kotk 13 0.63+0.06 11.57+1.58  61.48+7.58
FA4 66.014 63.872 47.238
P{H <0.001 <0.001 <0.001
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Figure 1 ROC curve analysis
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Table 3 ROC curve analysis of ultrasound-guided fine-needle thyroid biopsy combined with serum calcitonin, CEA and TSH in
the diagnosis of thyroid cancer
it n cut-off {f AUC SE 95% CI LR R U (%) (%) PiE
FFLR I 40 1 258 0 3% 4G 0.865  0.030  0.684~0.812 0.612 73.00 78.00 0.000
JIIREACS S 0.43 0.753  0.036  0.650~0.752 0.495 68.50 75.50 0.000
IfiL 7 CEA 10.87 0.837 0.028 0.712~0.789 0.551 71.50 77.00 0.000
1fil & TSH 43.95 0.766 0.035 0.683~0.781 0.531 70.00 76.00 0.000
A 0.886 0.021 0.732~0.855 0.654 75.00 80.25 0.000
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Table 4 The diagnostic efficacy of ultrasound-guided fine-needle aspiration biopsy and serum calcitonin, CEA, TSH for thyroid

carcinoma
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Correlation between plasma TGF - 31 and myocardial injury after radiochemotherapy
for HER2-positive left breast cancer

MA Lan, LI Yanping, WU Min*, LIU Juan

(Department of Breast Surgery, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038)

[ABSTRACT] Objective To investigate the correlation between plasma transforming growth factor
(TGF) - B1 and myocardial injury after radiochemotherapy for human epidermal growth factor receptor 2
(HER2) positive left breast cancer. Methods A total of 200 patients with HER2-positive left breast cancer
who underwent radiochemotherapy in Beijing Shijitan Hospital, Capital Medical University from February 2019
to March 2022 were selected, including 49 patients with myocardial injury and 151 patients without. The rele-
vant data of the two groups were collected. Plasma levels of TGF-f1, cardiac troponin T (¢TnT) and creatine ki-
nase isoenzyme (CK-MB) were detected. The factors related to myocardial injury after radiochemotherapy for
HER2-positive left breast cancer were analyzed. Results There was no statistically significant difference in T
staging, N staging, Ki67 index or HR between the two groups (P>0.05). However, the expression of tumor in-
filtrating lymphocytes and histological grade were significantly different between the two groups (P<0.05). The
levels of plasma TGF-31, ¢TnT and CK-MB in the injury group were higher than those in the non-injury group
(P<0.05). Plasma TGF-B1 level, expression of tumor infiltrating lymphocytes, and histological grade were in-

dependent influencing factors of myocardial injury after radiochemotherapy for HER2-positive left breast cancer

E AR A 4w T AR B (KM202210025005)
Ve 45 . F AR EAT K W AL W 2% B R SUIRSMAE, 46 7, 100038
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(P<0.05). Conclusion Plasma TGF-B1 level, expression of tumor infiltrating lymphocytes, and histological

grade are independent influencing factors of myocardial injury after radiochemotherapy for HER2-positive left

breast cancer. Plasma TGF-1 may be a biomarker of myocardial injury after radiochemotherapy for HER2-posi-

tive left breast cancer, which is worthy of clinical attention.
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Influenza virus surveillance and epidemiological investigation in Zhaotong Hospital of
Traditional Chinese Medicine from 2020 to 2021

XIE Renfen', SHEN Xiaodong®, DENG Rongjie', LIU Yangli', AO Daojiao', CHEN Tianmei', LI Changyu',
YANG Qunsong’*

(1. Department of Laboratory Medicine, Zhaotong Hospital of Traditional Chinese Medicine, Zhaotong,
Yunnan, China, 650028; 2. Department of Pediatrics, Zhaotong Traditional Chinese Medicine Hospitall,
Zhaotong, Yunnan, China, 650028; 3. Laboratory Department of Zhaotong Second People s Hospital,
Zhaotong, Yunnan, China, 650028)

[ABSTRACT] Objective To monitor influenza virus infection and analyze epidemiological
characteristics in Zhaotong Hospital of Traditional Chinese Medicine from 2020 to 2021. Methods A total of
18, 798 nasopharyngeal swab specimens from influenza-like cases in Zhaotong Hospital of Traditional Chinese
Medicine were collected between February 2020 and January 2021. The samples of influenza virus positive were
screened by Real-Time RT-PCR and MDCK cell culture technology. And specimens with positive viruses were
isolated. They were analyzed by statistical software SPSS25.0. The distribution and positive detection rates of

different influenza viruses in Zhaotong Hospital of Traditional Chinese Medicine, as well as pathogen
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surveillance (month, population, occupation) of influenza-like illness (ILI) in each month were statistically
analyzed. Results From 2020 to 2021, a total of 2 054 influenza-positive samples were detected from 18 798
nasopharyngeal swabs of influenza-like cases, and the positive rate was 10.93% .The detection rate of nasal
swabs, rhinitis extracts and nasal wash samples is high, the detection rate in winter is higher than that in other
seasons, and the positive detection rate in the 5-15 age group is higher than that in other age groups, the positive
rate of influenza virus detection in students was higher than that in other occupations, and the difference was
statistically significant (%’=68.310, 1646.134, 58.439, 24.172, P<0.05). Respiratory tract infection, acute
tonsillitis, and fever were mainly due to unknown causes, and the difference was statistically significant (y*=
64.878, P<0.05). The results of pathogen detection showed that the highest positive detection rate of influenza
virus in January 2021 was 55.58%. The positive detection rate of type A HIN1 accounted for 73.90% of that in
February and December in 2020, and January 2021, with main epidemic advantage. Positive detection rate of
type B BV strains accounted for 41.36% of that in the above months, with secondary epidemic advantage.
Conclusion From 2020 to 2021, in Zhaotong Hospital of Traditional Chinese Medicine and influenza virus
positive detection type is mainly type A HIN1, type B (type B) BV occupies the secondary predominance,

followed by type A H3 subtype, and its epidemic trend is autumn. High incidence in winter, high incidence of

young age, high incidence of student groups.

[KEY WORDS] Influenza virus; Pathogen surveillance ; Epidemiological characteristic

TrPE IR E 800 R R B B 5 | A& 1L PRI
TGS, — R IR A A B IRR NI L D o
% IS EE ENGEE R R R —
RNA 8, b WP I8 R (s J AR 2 — |, B AR
iy S RS IRA TSR IR R AR 7
ELVRAIETVIR AW EIFATE IN i S 7R Y R
15 , BEAERGE R ER B BN B R 5
I R R, REAR YT M IR AR 4 BR W] 2K 300~500 7
A, Hoh 294 29~65 TR B & EAE TS, )L
Sy FEAE A R e AR, SR R N R AR T
N R R QNG it = I 010111 85 R il P
TR IR I TA T 2 R, %o It SR T L
S AHIF S I AR 051) e A S A T e
I 7 PH MR AT 8 B PH IR B AR A0 25, DL T FRAT 5 b
DX B 5 WY O B A T “FREAE L B TR R i
X R B 51297 SR A nT SRR AR

1 #RE5HE

1.1 BFSEXTS

I 2020 2= 2021 4 W 38 17 v B2 B B K ik A
(1) 18 798 17y It JEAE o ) 326 A7 it 2 W DU, 54 O
JEAE I 7] (influenza-like illness, TLI) Wi %5 4 48
W5 S R 2R AR HEAT SR A A A T R
W J7 2D A S LS bR, R IRAE 38°C & UL H
P R MK | MR G — AR AR A T, AR A 9 191)
T RPENE WA FRAE A — SRR BT a2 A AR AR

B

AN EELE 1 RN &R ILI=10 ), ILI 98 k33T
A R — BRI B N2 A AR AL S5 A 1 JE]
D1 JE P & AR TLI=30 i, sA7 7R 5 6 K DL L T
(FAULBRAN) , sAFAE 2 6] S D I ILL B AESET, R
R IFR A BITE 48 h 2Z PN 35 8 I JR M U IR 4% S
E, T 2~8CHIRARAF, BLBj 1k i A kmh . b
AR NRTE2dNF P EBBENGEERS”
1 TRIRAEIR bR AR AR B e ik R R AT
1.2 Ik
1.2 EAGR SR

F2 B ) 5 AER « AKHE D JS W A S bR
HEFE T " IR BE A% FR AN AR ph T M A e FE
A0 A BR 28 w4 L, G 2F 13 (10100147-Gibeo ,
W) M FE 8L K Nunc EasYFlask 2 Jifg 5% 35 | , 422
AGS4800 Y 52 1} %¢ 5 7 1 PCR ¥, Nextera XT
DNA SCJE #4 #380 57 & (g Ak R A W B B
N FE] L FIUAS < 24samples ) o
1.2.2  SMHEF PCR Al

% H real-time RT-PCR £ A& 5 H 5/ 2, B3 9%
BE 0 AU 1 08 (R SRS T AR £ AT, PCR 3
TG S 1% 8l 2 50C 15 40 80 1 AN E FF L 95C
15 4340 1 AMER 94T 15 F2—58°C 45 Fb (W 42 5%
) A5 ANIEIR o A 25 5 Sy BH M %) A2 T s A i
ek AT 2R
1.2.3 gl I

K FH MDCK 21 i 15 5745 AR AT 18 B B A% R FH



© 350 - ATEW SR ARG 202342 A

H1s5E B2 T Mol Diagn Ther, February 2023, Vol. 15 No. 2

PEVR A2 B 53 B, it /8 7 MDCK 21 it 73 25 20 3%
D20 i 2 35300 R 2 AR KR C 5 @75 % ~90 % K,
F 40 i o A (40 M 55 ) Hank's V8 Uk 3 i) 5
(3) 200 L 455 % L 1 422 o (40 AL 7258 7 4R 1T 2 200 i
T 530 Ak , 240 b0 1] B 448 K, 200 A% [T 4 sl i 2, ™ o
I 241 50 7 i 4 3 8 75 ) 5 (200 Jif 15 77 ) g WA 3K
M 75%~100% 4 Jf Hy 2095 28 BF R AT U0k, Wiodk 22
T AT LAY 40 i T —70C oK AS , il 1~2 ¥k, L4
T SOIRARAS (R BT B o BRIV G 4 B 8 R 1%
TR S 7 RIS . WO 35 WA, 56 TR 2
SN IR A, SR )5 10 mL ) JC B RS RS W L
TR IRCE T 15 mL O B0 RS . I
AR BE R 0T LASE B AT JS 82, s 7R F-80T
URFE TR LA i o R FH ot 95 410 ) 52 560 568
TR R AL
1.3 Sk

H SPSS 25.0 4t it #4471 B0 d b 3L 115505
B (%) 3R, R s DL P<0.05 274
Gt E X

2 HFR

2.1 2020 4F~2021 4F I 7 v B B BE M AN [R]85
DL B A 1 -5 BE A e H A

18 798 15 Yt JE AT o 101 G5 W 45 G 1 2 054
Uy i B FHAE AR AR, A6z s FH 4 2% Sk 10.93% (2 054/18
798) o ST | B S 3 U A B PR ARG H R
MR AR R, AR R T R
TR R, 5~15 2 AR i BOK H BH 4 R = 1 H At AR
W4 S PR G 1 26 HE A IO R ARG 1 PR R
(7 ECA BHPE A 23 e T A R 3 8% 75 FH 4
i i b, 2 SR SR E L (P<0.05) 3 25K
W12 B ZAs Wi DL St TR B e | S e Bk
RORMFHRGENE, ZRASIT¥E X (P<
0.05), WFE1,
2.2 2020 4 2 H~2021 41 H K45 A 0 i B RER
8] TLT 9 Jirt 05 0 175 50

i JEFAGE 0 45 SR S s A JEG B B I A HH R R
w1 R 2020 4F 2 H 12 H M2 2021 41 A
Horfr 2021 48 1 K R fe o IR I H 7R (A
RIHINI Ji RERATHRSE, 27 (B )BV RIEIK
BERATH . 2020 4F 4~6 F | ILT 9 J5t FH AL (A #Y)
HIN & EERATEHE, 281 (B BBV & &K E
Wi AT A # 5 2020 4 7~9 A ILI J5 JEH R (A &)

K1 2020 F~2021 FRERADEERBHFEZSHIFLR
SREREHER [2(%) ]
Table 1 Distribution of influenza virus and positive
detection rate with different variables in hospitals
between 2020 and 2021 [n(%) |

Ap i n FHMER 71 PiE
5] 10 339 1 102(10.66) 109t 0296
i 8459 942(11.14)
FEARZERL W 17 482 1 820(10.41)
BT B
%g;%ﬂﬁék 1316 234(17.78) 08.310° <0.001
Ve
Zy H 4361  301(6.90)
57 4135 105(2.54)
& 4248  186(4.38) 1646.134 <0.001
L& 6054 1462(21.15)
A 0~4 % 526  53(10.08)
5~15 % 10902 1088(9.98)
16~30 % 3214 338(10.52)
58.439 <0.001
31~45 % 1898 268(14.12)
45~60 % 1165 183(15.71)
>60 % 1093 124(11.34)
B Fr 9154 1092(10.84)
TA 1674 181(10.81) 21172 <0.001
e 1466 166(11.32) ’ '
oAb =k Tok. 6504 615(10.99)
gﬁﬁf @ﬁ“‘tuﬁﬁ 5714 671(11.74)

KRMJFEN R 5263 447(8.49)
SRR E 3628 464(12.79)
APERESR 2107 277(13.15)
HoA 2086 195(9.35)

64.878 <0.001

H2N3 & FZRATH, 281 (B H)BV & J&H IR
AT, Wk 2,

3 it

A5 A 9 S A I 2 2R S T
T A A O T M A R . T B
JEL PR AS W 5 15 4 L A5 I 9T O B R o A R
AT, 3 [ B 07 22 H an o5 o0 M 45 £ Y
LI RO EBRAT R bR o 9 AR OGSOk aE ™, i
A R R B M A H PR PR R AR AR AT T
o oA HE D Oy, BRI £ LI BE YN
FERIRX D ZRONA B AR R REUAR , L
NRFEPER, AL, 57K T 1k nl Rtk 1&
YISO T 2515 R R B R R

ARG R LR, NHEAREAE , BT
o RAM YA G BB AAS H A AL T REA S,
R R . ABFTERI T, SRR T7 A R A %
SR 5 R I A R R B A A 1 4R B



NTEWiER Tl 20234E2 4 ¥5154% 4524 T Mol Diagn Ther, February 2023, Vol. 15 No. 2 - 351 -

®2 2020 F 2 B~2021 £ 1 A R& R M BERHG ILLRERENIERL
Table 2 Surveillance of ILI pathogens between February 2020 and January 2021

A o HH A 10 RS (A ) (f]) ZAN(BAY) (H])
& (i) PR (%) ] HIN1 H2N3 E gl BV & BY & E g

2020.2 1700 187(11.00) 106 24 0 56 1 0
2020.3 1 600 78(4.88) 0 0 78 0 0
2020.4 1550 63(4.39) 23 13 0 21 11

2020.5 1550 155(1.00) 46 31 1 47 30 0
2020.6 1 600 60(3.75) 20 12 0 19 9 0
2020.7 1450 16(1.10) 1 12 0 3 0 0
2020.8 1525 29(1.90) 1 21 0 5 2 0
2020.9 1550 135(8.71) 7 97 0 22 8 1
2020.10 1 500 19(1.27) 1 14 0 1 0
2020.11 1550 32(2.65) 2 23 0 5 2 0
2020.12 1 600 373(23.31) 212 43 0 116 1 1
2021.1 1623 902(55.58) 486 135 0 278 3 0

&t 18 798 2 054(10.93) 905 425 1 653 68 2

HTBF, S 08O RN, A 1T RERAS 21 i
Jo BE PRI 23 52 W A6x 1S 3585 IAIRAT AR08 Be R, AN Tl
AP B UL R BE A AR AE 25 57, 5~15 B AR IR B
Kt BH P 26 B I = At A 8 B, X 5 Jackson
FE A A R AR — B, TR AR AR
15 LN B ANBEAFAE I R G0 R B R 58 a0y )
I Z A7 27 A A NFE R AR 3 i, Jhy i 2 5 2 it
TR WAL R A DT B SR R R T R R R
B . HR, AR R R IR TE 5 4 L
TR JLEE &R O o R E AT, ]
FE 2 PR Uit 8 7 o 5 & LB A X ARAPE M 4% 1)
IR Z —

I S I S, 2020 4F 4~6 H | ILLg J5
AI(A B)HINI & FZ AT, 2A1(B #1)BV &
JRR AT 2020 4F- 7~9 H ILLJ Jit AL (A 7))
H2N3 J& FE AT, 281(B A1)BV & &R E 7R
FApess, FE B R RV AT R
X5 Pitigoi S IFFE S5 A — 2 BERURAE " HE
o, IR E R TR R ARG
TR BE PH R 2840 e 1 BRAE A2 | fh TR R A T
5 SR A I, PRI S 7 7 2 A T ek
YOREG R AW A X R TR, SRR IR
B2, RIMAT & LR A T 3.

T30 AR K112 1 12 Wil Ol i 2o
T R RA G824 R
Ao ) BH PR R T A ERE . A LR E AR
HNRIL MG 2, A LT Ay v BRI UG AT, PRI
JERL XU e LA P s AR, 2B 02 e
B W DL St TP GE SR S R BRI R R R

JRE A ok L R 2 W Y R A LR AR
B, e AR A 2 e A SR R R A AT B

2% F TR, 2020~2021 4F 38 7 2 B B A
TR R FHPEAG H SR LU R A | 280 S 4R B
rPLFA Hm A a5 2750 NBEAR IS B 0L S5
BUAR G, TR YR BE R T A T O S OO0, X 2 iy )L 27t
AT L LU it B Ve 2, AU AH DG Bl 4P R E A%
TF RIS it fe T )5 FR A ) 3 1 2 A A T o

&% 3Lk

[1] Opatowski L, Baguelin M, Eggo RM. Influenza interaction
with cocirculating pathogens and its impact on surveillance,
pathogenesis, and epidemic profile: A key role for mathemat-
ical modelling [J]. PLoS Pathog, 2018, 14 (2) : 1006770 -
1006770.

[2]  Vianna LA, Siqueira MM, Volpini LPB, et al. Seasonality,
molecular epidemiology, and virulence of Respiratory Syncy-
tial Virus (RSV) : A perspective into the Brazilian Influenza
Surveillance Program[J ]. PLoS One, 2021,16(5):251361.

[3] Larrauri A, Prosenc Trilar K. Preparing for an influenza sea-
son 2021/22 with a likely co-circulation of influenza virus and
SARS-CoV-2[J]. Eur Surveill, 2021, 26 (41) : 2100975 -
2100975.

(4] oA NRIRIE DA FE . 4 R I Jr 22 (2010 4F i)
(7). EBRAFIE 2%, 2011,31(2) : 85-88.

(5] Al TS BUAE, 45 A ERREHLIX 2016-2017 HEIIARJE
Uit AR R VNS AT R AE A AT (). R E A TR
2018,34(6) : 839-842

(o]  ZRuf ,WHIEFE, W RLES . 26 RIBYL 2 0 T 2= Wk i g
W RYT 25 T FIATLAL PR O R N X A i 2018 $5 7
ST LE A OGN A MR [T]. P AR S LBR R R AR &,
2019, 34(2) : 87-90.

(T 4% 356 1)



- 352 - NTEWiER Tl 20234E2 4 ¥5154% 4524 T Mol Diagn Ther, February 2023, Vol. 15 No. 2

. a
.’I,/a 3 e

P-STAT3.COX-2 J TGF-B1 {145 B Ip 5 i i
1463k S Ho 5 Hp BRGu e &

AL xB# AL R EFC

[ Z] B8 /M P-STAT3.COX-2 X TGF-B1 1E4E 1 B P s v il 52 ik K Hi 5 Hp & fiy
KFR., Ak EEH 2020 42 A % 2022 452 F 1R 5250 0 R GSGA IS B R 201 6il4E N B
PRVZHL, 45 B Mg SR 3 90 19IAE Jhy I 41, 39 I S0 A Ak ) fi o s B 198 4 A X R4, LA =4 Hp
YL NE I, HE AT = 2 RS I 2H 21 P P-STAT3 . COX-2 2 TGF-B1 15 /K - ; 40 HP YRS 545 B
173 985 A [ Ife R 95 AR AAE 1) 56 2 L 40 BT P-STAT3 .COX-2 J TGF-B1 [ 33k K -5 Hp LI R, R
Hp FHPEZR  igi gl > B R >0 R4, 22 58 Gei T4 78 L (°=50.551, P<0.05) . TGF-B1.COX-2 .P-STAT3
AR BH 2R - g 21> 8, P 2l >0 IR, 22 R Geit 24 8 L (37=64.087.76.415 .37.269, P<0.05) . AN [l 431k
FRIE TNM 20 30] B bk e B vh , Biss 41 838 Hp PR R O 22 28 e 12478 L (=7.781 .5.969 .4.535 , P<
0.05) . Hp FH:45 B 7 9 5 % (9 P-STAT3 .COX-2 2 TGF-B1 FHIE 252 W] &5 T Hp [k, 2 R A
G L (4=6.988.5.058 .11.030, P<0.05) . Spearman 73 #r 4% i /R , P-STAT3 . COX-2 } TGF-B1
FBK P4 5 Hp Y 2 1EA 6 (P<0.001), 4538 P-STAT3.COX-2 K TGE-B1 7545 & W i 4H 2R v 22 91
SRR 2R B R A = A kKO K Hp B AR B AT B TP S5 B AR TS B0, AT M I R B TR 45 B
JENINI R et

[X$iA] P-STAT3; TGF-B1; 45 E 7S 1A ; Hp e

Expression of P-STAT3, COX-2 and TGF-B1 in colorectal polyps and tumors and its
relationships with Hp infection
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[ABSTRACT] Objective To analyze the expression of P-STAT3, COX-2 and TGF-B1 in colorectal
polyps and tumors and its relationship with Hp infection. Methods 201 patients with colorectal polyps
admitted to Qinhuangdao Port Hospital from February 2020 to February 2022 were selected as the polyp group,
and 99 patients with colorectal cancer were selected as the tumor group, another 198 healthy volunteers who

underwent physical examination during the same period were selected as control group. The Hp infection in the

KRR A2 5 TARHAHRLSE LR %A A (202101A151)
MEHln. 1 A2 ko EREAA, T, &2 5 066000

2. 52 Bibo ERBEA, T, A2 5 066000

3.4 2 Bk o ERAMF, T, &2 8 066000

4. 2B B0 ERREAL, AL, & 2 B 066000

5.2 5% v R AF, T, & 2 5 066000
*BASHE A X KT, E-mail : liuyongjiang2929@163.com



PR SRIT ARG 20234E2H %5154 %521 T Mol Diagn Ther, February 2023, Vol. 15  No. 2

© 353 -

three groups was compared, and the expression levels of P-STAT3, COX-2 and TGF-B1 in intestinal mucosal
tissue was analyzed; and the relationship between HP infection status and different clinicopathological features
of colorectal cancer, and the relationship between the expression levels of P-STAT3, COX-2, TGF-B1 and Hp
infection was analyzed. Results The positive rate of Hp: tumor group > polyp group > control group, and the
differences were statistically significant ( ¥°’=50.551, P<0.05). The positive rates of TGF-B1, COX-2 and
P-STAT3: tumor group > polyp group > control group, and the differences were statistically significant (y’=
64.087,76.415, 37.269, P<0.05). Among the different degrees of differentiation, TNM stages and lymphatic
metastasis, there were statistically significant differences in the Hp positive rate in the tumor group (x°=7.781,
5.969, 4.535, P<0.05). The positive expression rates of P-STAT3, COX-2, and TGF-31 in Hp - positive
colorectal cancer patients were significantly higher than those in Hp-negative patients, and the difference was
statistically significant (}’=6.988, 5.058, 11.030, P<0.05). Spearman analysis showed that the expression
levels of P-STAT3, COX-2 and TGF-B1 were positively correlated with Hp infection (P<0.001). Conclusion
P-STAT3, COX-2 and TGF-1 are abnormally expressed in colorectal cancer tissues. Detecting the expression
levels of the three and the degree of Hp infection can help evaluate colorectal lesions, and provide new ideas for

the clinical prevention and treatment of colorectal polyps and tumors.

[KEY WORDS] P-STAT3; TGF-B1; Colorectal polyps; Hp infection
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(n(%) ]

. Hp B

A ! T Bt
X HEZH 198 53(26.77) 145(73.23)
)SAE 201 99(49.25)* 102(50.75)*
JibyiE 41 99 63(68.69)® 31(31.31)®

,1E 50.551

P{H <0.001

X BT AR, *P<0.05 5 5 B A 41 HL#E, °P<0.05.,

2.3 P-STAT3.COX-2 & TGF-B1 )ik /K
TGF-B1.COX-2 . P-STAT3 A4 BH % . iy 2H >

SO>I B, 22 5 4 et oA T L (P<0.05) o

W2,
2.4 HPEIUIRZS 5 45 B AN [R) I A RS A
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ANFESHERRE (TNM 431 Btk L B v, g
Y H A Hp PHME R A R LI E A G2 3 X (P<
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2.5 P-STAT3.COX-2 M TGF-B1 iy kK5
Hp TR e R

Hp BH P25 H 98 B8 1) P-STAT3 .COX-2 &
TGF-B1 PHPE R A0 i T Hp Bk, 2 5%
HA G X (P<0.05), W34,

®2 ZLAP-STAT3.COX-2 % TGF-p1 BIFREKTFELLE [n(%)]
Table 2 Comparison of expression levels of P-STAT3, COX-2 and TGF-B1 among the three groups [n(%) ]

g1l TGF-B1 COX-2 P-STAT3
FH A B AP B FHA: B
X 2H 198 34(17.17) 164(82.83) 70(35.35) 128(64.65) 64(32.32) 134(67.68)
Bl 201 85(42.29)" 116(57.71)* 130(64.68)" 71(35.32)" 92(45.77)" 109(54.23)"
Jiev 92 2 99 62(62.63)" 37(37.37)" 85(85.86)" 14(14.14)™ 69(69.70)® 30(30.30)*
7 1H 64.087 76.415 37.269
Py <0.001 <0.001 <0.001

T 50 IR HR AR, °P<0.05; 5 B 4L AR, P<0.05,
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®3 HPRRSHEEBEARIGKFEFLEFHXER
(n(%) ]
Table 3 Relationship between HP infection and different

clinicopathologic features of colorectal cancer [n(% ) ]

251 n Hp FHYE HpFAYE  /MH P1E
5
52 36(69.23) 16(30.77) 0,015 0.902
°© 47 32(68.09) 15(31.91) ’
A (%)
>60 56  38(67.86) 18(32.14)
0.041 0.840
<60 43 30(69.77)  13(30.23)
HRA7
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=17 54 37(68.52) 17(31.48) 0002 0.969
Jif8 EL A% (em)
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LR
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N 67  40(59.70)  27(40.30)
NS s AT A
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I~T# 36 20(55.56)  16(44.44) ae o
M~1v ) 63 48(76.19) 15(23.81) 45850033

SRR g, P<0.05; 5 B N 41, "P<0.05,

£ 4 P-STAT3.COX-2 % TGF-B1 HIFRiL kT 5 Hp B
HXFE [n(%)]
Table 4 Relationship between the expression levels of
P-STAT3,COX-2 and TGF-B1 and Hp infection [n(%) ]

Hp /@yl n TGF-B1FHYE COX-2 fHYE  P-STATS3 FHME

Hp FH 68 50(80.65) 62(72.94.) 53(76.81)
Hp B 31 12(19.35) 23(27.06) 16(51.61)
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P <0.001 0.025 0.008
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%5 P-STAT3.COX-2 & TGF-B1 HJRiEKFE 5 Hp B
OEEES kS
Table 5 Correlation between the expression levels of
P-STAT3, COX-2 and TGF-1 and Hp infection
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BERHA TGF-B1 0.602 <0.001
COX-2 0.586 <0.001
P-STAT3 0.617 <0.001
Jiige 20 TGE-B1 0.611 <0.001
COX-2 0.594 <0.001
P-STAT3 0.621 <0.001

3 it

H A, I PR =258 1 F AR YR 3 kT R
iy LRGBS B R BB —EWRYT
ROR A FRE S5 i e sE A 2 TR,

Hp 1E A 5145 B 2 A I eg 1 e ) 350 A
R, B2 BIG IR TAEH A& B EM . AP
25 WK Hp FHMER . Mg 4> B N> A, 5
MRS I ST 45 R A — 2, 1P Hp JR gL
S5 E B ER R e AR OC R B, A
[ 95 75 PR 68 7™ E A, Hp (R YL R . D4R
K, T3 & P8 TGF-B1 3 e IR = 28 55 7 v
BAREZ/EM" . TGF-B1 J& T 2 Ik 454 1) 41
B, ie s A AR AR 04k 2R . COX-2 Al {2
EAR A 22453 22, 13 DNA 25 5845 8 5 i 4 1
W AE RS ER T, 45 W des 41 20 %) P-STATS3
R = P sl 2, ARG WoR , TGF-B1.,
COX-2 P-STAT3 I FH 1 2% « o 20> 5 1R 2> %) R
4, 52400 KX T TGF-B1 BF 58 AR AT
HL/R TGF-B1.COX-2 . P-STAT3 7£ 45 H 7 I8 1 &
O RESEEEEZEEH. SIEENET,
TGF-B1 fig A &0 1 148 N B AR -1 &5k A2
200 B 0 b A S 5 R o e g L A ) T
HE— 2 WF 58 & B, Hp B9 FH M 2 AE AN [a] o AL R
TNM 73 3 B bk U 5% B vh 3R A7 7R 22 57 Al 42 3R W)
Hp 11 BA P 2235 5 M o0 30 e 78 S5 A6 W 2 AT ol
YIRS . AR FE 45 5 WoR , Hp BHEZE H i &
F ) P-STAT3 .COX-2 } TGF-B1 FHH: 2 15 01 i,
T Hp IHPERH . B4 E%5 "5 1, P-STAT3,
COX-2 /K PAER RS T 2 3 a3, A
4 B3 5 AT . AR SO Z 250, 8 A
] P-STAT3 .COX-2 . TGF-B1 7K 15 LIV s
W 18 AR, T R H W 2 L R R A R A 5 T Hp
ARV SEAF B o AR S AL 4R P-STAT3 .
COX-2 ¢ TGF-B1 1 5 # Fik Al fig 5 HP JE& 4t B
SAHOC, VO35 AT fig 2 W) n 45 L 2 A R e
AR ERR T HEN AR T, TGF-B1 52 i AL {4
B % R AE ] . COX-2 Jill 2 I 45 3 4= . P-STAT3
P TR AR Rl = AL E R iR
PR AR A R B, AT S B0 R R 2 2
A PR T Hp 4L i Bl TGF-B1 3Rk
A2 M g ) 2 Je i i  (H BLAR BIL I I8 7
T,



356 - NTEWiER Tl 20234E2 4 ¥5154% 4524 T Mol Diagn Ther, February 2023, Vol. 15 No. 2

2z Bk, P-STAT3 .COX-2 } TGF-B1 745
W A 23 rp SR S A R = R A
JK S I Hp J YL 72 B2 A7 Bh T Ak 45 1% o 78 1
B, R R I PR B IR 45 1 2 IR i e 4 L T

S 30k

(1] B, HIREL XA, 5% Lnc-CRCMSL 7E45 B 11 9 iy
TR B xd g A0 A A K 0 s [T ] rpe PR AR R AR 2R
2022,50(1) :46-50.

(2] A4, BB, E2M, 5. GRG0 IK G S5 b T 5
% B R 5 0 52 52 e R AR AR 3 LT ] AR
SRR, 2020,26(7) :514-517.

[3] Sun J. Impact of bacterial infection and intestinal microbiome
on colorectal cancer development[J]. Chin Med J, 2022, 135
(4) :400-408.

[4] X, KT8, RF#,% . IL-6/STAT3 i & /v &
IncRNAH19 I I8 7 /)N BUIS 7 1 45 W ¢ A DG 25 1 W i & s
PRI ). MRS AR (B4R L 2020,46(1) :20-25.

[5] =, B, BREAf . WHO(2019) i 1k 3 55 g 43 25
[T]. W H~A 227, 2019,26(12) : 865-870.

(6] LK &, EAED] . Wy AT B B 55 45 B 8 A OGP 43 B
[T]. PEZYW SR, 2020,20(5) : 745-746.

[7]  Sha L, Jin YL, Xiang JZ, et al. Tumorigenic bacteria in
colorectal cancer: mechanisms and treatments [J]. Canc Biol
Med, 2022,19(2) :147-162.

(8]

[10]

[11]

[12]

[13]

[14]

[15]

INER, R A K E T-BL B E A S B T -la .,
M58 P R A A B g R B Bt At 199 75 45 B i
R ARG & & F i i 0 (e LT ] v B Ak,
2020,22(12) : 1888-1892.

Yong Y, Zi HH, Xin L, et al. Epidemiology and risk factors
of colorectal cancer in China [ J]. #7382 E U 57 (FE SCRR)
2020,32(6) : 729-741.

FEHFE, F 8, B4 FH . TGF-B1 . claudin-1 76 8 B A 5 B
1) 28 35 B 5 1 T BB TR SRR e 1) AH DG M 43 BT [T . Avi S s
SHT SRR, 2022,20(3) :433-437.

Jo 4 A, R FYHE T OCHR  AF L 45 W 414U APC
B -catenin FIl COX-2 [ 2 ik K Ilfi PREE SCLT 1. i IR 5 52 395
PR gRAE 2020,36(4) :452-454+457.

W, EAAKK, L H A, % . miR-129-5p . p62 1 STAT3 7E 4%
Jo s AL 2T ) 3Rk Bl R = SCLT ] v A SE AR i
Ji, 2020,23(8) : 600-605.

25 K R AR, X AR . TGE-B1  HIF-1o 7E45 B i 4H 21
Y 2R E K R B LT AR R i PR 25 R A, 2022, 24
(1):51-53.

FAEBUSK, EET, 5. 4B Hp & 5 COX-2
F G-17 S PINP By 56 3 [T]. AR B e 424k, 2021,
31(4) :569-572.

Jing W, Lian GZ, Peng Z, et al. Screening for a 177Lu-la-

zl

beled CA19 -9 monoclonal antibody via PET imaging for
colorectal cancer therapy [J]. Chin chem lett, 2022, 33 (7) :
3502-3506.

(E#EF 351 7)

(7] X, BRI, 23R, 45 T 1Tt DAV S0 12 8 U 8o 7 Ui
iz Ii A 5 3 A [0 ], b [ OB 36 B 27 4l , 2019, 35
(2):164-167.

[8] WAL, FESh, U e, 45 . 2011-2019 4F 5 7 1l LA I 8
B (Y AT 99 2 s TR 22 W 58 5 43 M [0 ] fige il 2 T Bl
PRk, 2020,38(6) : 70-72.

(9] HEMELL, B3k, AERE , 55 . 2017-2018 4F [X 80P 5% % Uik
90 AT 9 I R R 3 A (0], R e R A S R
2018,15(24) : 3741-3744.

[10] Adisasmito W, Budayanti S, Aisyah DN, et al. Surveillance
and characterisation of influenza viruses among patients with
influenza-like illness in Bali, Indonesia, July 2010-June 2014
[J]. BMC Infect Dis, 2019,19(1) :231-231.

[11] Njouom R, Monamele CG, Munshili Njifon HL, et al. Circu-
lation of influenza virus from 2009 to 2018 in Cameroon: 10
years of surveillance data [J]. PLoS One, 2019, 14 (12) :
225793-225793.

[12] TJackson ML, Scott E, Kuypers J, et al. Epidemiology of Re-
spiratory Syncytial Virus Across Five Influenza Seasons
Among Adults and Children One Year of Age and Older -
Washington State, 2011/2012-2015/2016 [J]. J Infect Dis,

[13]

[14]

[15]

2021,223(1) :147-156.

Umuhoza T, Bulimo WD, Oyugi J, et al. Prevalence and fac-
tors influencing the distribution of influenza viruses in Ke-
nya: Seven-year hospital-based surveillance of influenza-like
illness (2007-2013) [J]. PLoS One, 2020, 15(8) : 237857-
237857.

Pitigoi D, Streinu-Cercel A, Ivanciuc AE, et al. Surveillance
of medically-attended influenza in elderly patients from Roma-
nia-data from three consecutive influenza seasons (2015/16,
2016/17, and 2017/18) [J]. Influenza Other Respir Viruses,
2020, 14(5) : 530-540.

BEGRR B R L RIS PR, 45 . 2018-2019 WE AT =5 H 4 ¥i
YRS T IRAT AR AR A [0 ], BRI 227, 2020,
47(21) : 3846-3850.

Erat T, Ozdemir H, Taskmoglu T, et al. Grip Benzeri Sikay-
etler ile Hastaneye Yatirilan Cocuklarda Influenza Sikligi,
Influenza Tipleri ve Influenza Asis1 Kullanimu [ Frequency of
Influenza, Influenza Types and Influenza Vaccine Use in Hos-
pitalized Children with Influenza-Like Symptoms ] [J]. Mik-
robiyol Bul, 2020,54(2) :318-325.



NTEWiER Tl 20234E2 4 ¥5154% 4524 T Mol Diagn Ther, February 2023, Vol. 15 No. 2 - 357 -

PLEZS 5 2 ik L s B8 B IR bk ik iy F
IR
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TEJRIBRYE o A BILA 27 > 05 08 A= Wb a5 ) n D- — SR AR £ W JsURGS 0 A 401 Stat3 | BE M BT 1] |
B R -1 AR st BRI DR 7 VA VI i 3% e 4 B AR 8 1 RELIT A P B3 3R LML A R PR S -1
J3t 4 i A 1 -8 R T A B 2R PR 45 P T B2 W R b A, LA AL 2 ~) Sk e s
Ve KATPAIGST Ir RAZGYNCA 1 —Fhopr 8 %, B MR 5 U R A S DA B IR A A, T
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(RS ] HLER -~ s IR E DK s LEWAREY s BiBhis W 16y7

Machine learning predicts biomarkers for assistant diagnosis and treatment of deep
venous thrombosis of lower limbs

RONG Yi, WANG Haotian, LI Shaoshuo, YU Hao, WANG Lan, SHAO Yang*

(Department of Orthopedics and Traumatology, Wuxi Traditional Chinese Medicine Hospital/Wuxi Affiliated
Hospital of Nanjing University of Chinese Medicine, Wuxi, Jiangsu, China, 214071)

[ABSTRACT] Lower extremity deep vein thrombosis (DVT) is a common peripheral vascular disease
and its incidence has an upward trend. DVT can lead to pulmonary embolism, cerebral infarction and other
serious and life - threatening complications. At present, early clinical prevention and diagnosis of lower limb
deep vein thrombosis mainly rely on imaging examination, which has limitations. Through machine learning,
biomarkers such as D - dimer, plasminogen activator inhibitor- 1, Stat3, prothrombin time, endothelin-1,
fibrinogen, coagulation factor V and VI, plasma high-density lipoprotein cholesterol, P-selectin, vascular cell
adhesion protein - 1, matrix metalloproteinase - 8, and hepatocyte growth factor were screened for auxiliary
diagnosis of lower limb deep vein thrombosis. Using machine learning algorithm to establish models to select
and evaluate treatment plans and drugs has become a new idea, which has the characteristics of high accuracy,
high sensitivity and relatively low inspection cost, and can provide reference for clinicians.

[KEY WORDS] Machine learning; DVT; Biomarkers; Auxiliary diagnosis; Treatment
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