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[ Abstract] Helicobacter pylori (H. pylori) infection is the main pathogenic factor of peptic ulcer,
gastric cancer and other gastric diseases. About 50% people worldwide were infected, with significant regional
differences. H. pylori infection mainly through oral-oral or fecal-oral route. Pathogens can successfully colonize
in strong acid environment and play a pathogenic role in changing the intragastric environment, mediating
immunity and producing virulence factors. Although most H. pylori positive patients have no obvious symptoms,
the infection will lead to the development of various gastrointestinal diseases, and increases of the incidence of
gastric adenocarcinoma. Antibiotics and bismuth agents play a crucial role in the eradication of H. pylori, but
the high drug resistance rate has been a great challenge in clinical treatment, which also indirectly promoted
the development of probiotics therapy and related vaccines. Due to the change of epidemiological conditions,
the change of drug resistance patterns with therapeutic significance and the update of the indications for radical
treatment of pathogens, the medical management of H. pylori is a dynamic process that needs to be re-evaluated
regularly. This article summarizes the research status, carcinogenic mechanism and treatment of H. pylori
infection, and emphasizes the highly pathogenic bacterial virulence factors (mainly including cagA and vacA)
affect the balance between epithelial cell proliferation and apoptosis through possible mechanisms which will
lead to cancer, inorder to improve the understanding and prevention level of H. pylori infection.
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[HEE] BrY HHESRAEKRN -1 AGF-1) 5F 210 (HFMD) HBJLERERISEE. 75
S JREPG T LE PR FE2020456 A 222022457 H WUAMERE FMHFMD & ) L3 147608 Hi 612, R4E (F2
HR2IT e (20184ERR) ) , 4P NRIEM (995)) FIEESEM (4861) o JEFART )L AR FH Y
PRSI AEES A VT IC 1 g B R 45451 )L 28 0 IR A . URER -4 LBE AR AR, SR ELISAJ AR MIGE-1
Fe H AR =R KT, FREE S AR TR, T REERER ARG SRS BN, THERER A
5, 5 AT REFZ M HFMD HEUAE AL 5 AR 24T 2 R K Logistic[al 970 #r, I 22132 18E TAEMZ (ROC)
R HEIALE LS EIGE-1K1[100.83 (79.12, 127.56) ng/ml]& 2 & T X £41[133.00
(117.16, 157.85) ng/ml] (Z=—5.867. P < 0.001) , HFMDEJE4 &)L 2k #A 15 1GF- 17K “F[88.83
(70.97, 100.77) ng/ml] & E% T HAEL[113.09 (85.80, 135.36) ng/ml] (Z=—4.484, P < 0.001) ,
ZRWELEE N BT RREM S UK E WIMEIGF-17K°F[140.25 (123.45, 154.34) ng/ml]iE &
PERA[113.09 (85.80, 135.36) ng/ml|EET e (Z=—5.473. P < 0.001) , BHEfHH )UK E BMiE
IGF-1/KF[ (120.93 + 26.96) ng/ml][FFEREPEM] (87.24 + 21.17) ng/ml]B#ET+E (¢ =—6.809,
P=0.025) , ZRFERITEE BREHE LR HIEIGE-1KF[123.25 (98.51, 136.65) ng/ml]
TR, ZRAS%EY (Z=—2552. P=0011) ., BEREH SR A%
(WBC) > 15x 10°/L ()*=19.959, P < 0.001) . ZEIH (GLU) >83mmolL (*=22.162, P <
0.001) . & (Z=—7.872. P <0.001) RIHIMZ KGR (F=21.475. P <0.001) JFfl di kb2
ABH ST EE L. ROCHTERMY, IGF-1fE G 1 79105.83 ng/ml, R BUEEFIRE 57 B 53 51 955.6%
F187.5%, MLk FTHFIA0.728, %K FE Logistic[H4# 7R, IGF-1 < 105.83 ng/ml (OR = 9.182,
95%CI: 2.377~35.465. P =0.001) . WBC > 15 x 10°/L (OR = 4.836. 95%CI: 1.473~15.871.
P =0.009) . FEMEE> 8.3 mmol/L (OR =22.109, 95%CI: 2.736~178.664. P = 0.004) #1
AR (OR =2.413. 95%CI: 1.706~3.413. P < 0.001) ¥JAHHFMDERE K GIFE. it M5
IGF-1/K-F 5SHFMD = EfEEAHDE, MIFIGF-1/KF R AHFMDR 5 R ak &, IGF-1 < 105.83
ng/mIXf HFMD & fE 405 T B -
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Association between insulin like growth factor-1 and severe hand, foot and mouth disease Yan Kaiyue',
Deng Huiling’, Zhang Yufeng', Song He', Chen Yuan®, Xi Miao"*. 'Department of Infection 2, *Division 1 of
Department of Neurology, Xi’an Children’s Hospital, Xi’an 710003, China; *Xi’an Central Hospital, Xi’an
710003, China; *Xi’an Medical College, Xi’an 710021, China
Corresponding author: Deng Huiling, Email: denghuiling70@126.com

[ Abstract] Objective To investigate the association between insulin like growth factor-1 (IGF-1) and
severe disease in children with hand, foot and mouth disease (HFMD). Methods Total of 147 children with
HFMD hospitalized in Xi’an Children’s Hospital from June 2020 to July 2022 were selected as HFMD case

group, who were divided into mild disease group (99 cases) and severe disease group (48 cases) according to the
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