ARSI T PR L 25 (B iR) 201644 / 451035 45241 Chin J Exp Clin Infect Dis (Electronic Edition), April 2016, Vol.10, No.2

[ [ JUR AT b JR e L AR MR R A AT
iEPN 45

I EW MER' RAR

2

[{HE] Boy BT IR (Hp) PV SRR T (NAFLD) WA, A
SR SRJURSWITE R AT 9Y 5k, 20 HT20144E4 7 201447 7 T 100948 N R BE BeARAs: w0k A7 4 B 1A
R v R R B e 8 AT C- PR R ISR 50 AT Hp B JI 308 7 Ay A ¥ 5233 447491 o A 4 i e 7
K2 g B A AERR I HFZE2 0934], NAFLDZL1 3544, N AE &4 Logisticlnl 94> HINAFLD £ %
SHpE Y AR SE S IEA R KR R, SR ARERE (BMD . HM = (TG Rl JRIE
(UA) KA B 1 R Ao AR P 3 INAFLD R R MG R R 3, BRI & h 675K e . (K2 2 g
FEAMAEE (LDL-C) . A EIME (FPG) ANAFLDEK K Z, R, w2 RS & A An &
B¢ (HDL-C) yNAFLD{RY"PH# . NAFLDM 5 BIRERE (TC) /KF M HpE R KB 544
4536 NAFLD&7 %08 5BMI. TG. UA. LDL-C. FPGHIHDL-C/K FAEAEA Y, MSTCAKT
JHp G A A 535

(oS8R Y wa TIgoFF v s MR, FARWDREME: MR fof: fRER

The relationship between Helicobacter pylori infection and nonalcoholic fatty liver disease Wang Lu’,
Fang Na’, Hao Yangin', Zhao Longfeng'. 'Department of Infectious Diseases, The First Affliated Hospital of
Shanxi Medical University, Taiyuan 030001, China, *Physical Examination Center, The People’s Hospital of
Shanxi Province, Taiyuan 030001, China
Corresponding author: Zhao Longfeng, Email: zhaolf006@163.com

[ Abstract] Objective To investigate the relationship between Helicobacter pylori (Hp) infection and
nonalcoholic fatty liver disease (NAFLD). Methods The data from 3 447 cases who received °C urea breath
test to detect Hp and abdominal ultrasound examination from April to July 2014 in the physical examination
center of the People’s Hospital of Shanxi Province were analyzed by cross-sectional analysis methods. The
subjects were divided into NAFLD group and non-NAFLD group on the basis of abdominal ultrasound
examination results, with 1 354 and 2 093 cases, respectively. The relationship between NAFLD prevalence
rate and Hp infection status and the components of metabolic syndrome were analyzed by Unconditioned
Logistic regression. Results In both cases, body mass index (BMI), triglycerides (TG) and uric acid (UA)
levels were positive correlated with the prevalence rates of NAFLD. In the male subjects, low-density
lipoprotein cholesterol (LDL-C), diastolic nlood pressure (DBP) and fasting plasma glucose (FPG) levels
were positive correlated with NAFLD. In the female subjects, high-density lipoprotein cholesterol (HDL-C)
level was negative correlated with NAFLD. There was no significant difference in the infection of Hp and
level of total cholesterol (TC) in both gender. Conclusions There may be a connection between NAFLD
prevalence rate and BMI, levels of TG, UA, LDL-C, HDL-C, FPG and DBP, but for infection rate of Hp and
level of TC, there was no significant correlation.
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