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Helicobacter pylori infection has no effect on liver inflammation and liver fibrosis in patients with nonalcoholic fatty
liver disease Y/ Wei, RAO Cai-jun, WANG Jin-li, GAO Xiang, TU Ling, HUANG Xiao-yan. Department of General Medi-
cine, Tongji Hospital, Tongji Medical College, Huazhong University of Science and Technology, Hubei Wuhan 430030, China
Corresponding author: Huang Xiao-yan, E-mail: huangxy8906@ 163. com

Abstract Objective: To explore the relationship between Helicobacter pylori (HP) infection and nonalcoholic fatty liv-
er disease, and the relationship between Helicobacter pylori infection and the degree of inflammation and fibrosis in patients
with nonalcoholic fatty liver disease. Methods: A retrospective cross-sectional study was conducted on 3133 physical exami-
nation people, who were divided into NAFLD group and control group. The metabolic related indexes and the proportion of
HP infection in the two groups were compared and analyzed. The NAFLD group was divided into HP positive group and HP
negative group. The indexes of liver inflammation and liver fibrosis were compared and analyzed between the two groups.
Results: Multivariate Logistic regression analysis showed that increased body mass index (BMI) (OR = 1.366, 95% CI .
1.314-1.420, P <0.001), abnormal glucose metabolism (OR = 2.066, 95% CI. 1.628 -2.621, P < 0.001), increased
triglycerides (TG) (OR =2.298, 95% CI. 1.928-2.739, P <0.001), increased low-density lipoprotein (LDL) (OR =
2.147, 95% CI: 1.535-3.005, P <0.001), and elevated uric acid (OR =1.003, 95% CI. 1. 002-1. 005, P <0.001)
were independent risk factor for NAFLD. HP infection was not an independent risk factor for NAFLD (OR =1. 146, 95%
CI. 0.935-1.404, P=0.188). In NAFLD group, there were no significant differences in liver inflammation related indexes
(y-GT, ALT, AST) and liver fibrosis indexes ( FIB-4, NFS) between HP positive group and HP negative group (P >
0.05). Conclusion; Increased BMI, abnormal glucose metabolism, increased TG, increased LDL and elevated uric acid are
independent risk factors for NAFLD. HP infection is not an independent risk factor for NAFLD. HP infection has no effect on
liver inflammation and liver fibrosis in patients with NAFLD.
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15 B B A A SE Bk NAFLD #1 24 18 21 %A P i
AH[H1(%) ] 3133(100) 1146(36.6) 1987(63.4) - -
B[4 (%) ] 2240(71.5) 970(43.3) 1270(56.7) X =153.217  <0.001
[ % ,M(Q,,Q;) ] 55(46,64) 55(48,63) 55(45,64) Z=-1.93 0.054
BMI[ kg/m* ,M(Q,,0;) ] 24.5(22.4,26.5)  26.3(24.7,28) 23.4(21.5,25.3) Z=-26.726  <0.001
B E[ 4 (%) ] 1215(38.8) 568(49.6) 647(32.6) X =88.495 <0.001
SBP[ mmHg, M(Q,,Q,) ] 127(115,139) 131(120,142) 124(112,137) Z=-10.081  <0.001
DBP[ mmHg,M(Q,,Q;) ] 79(72,86) 82(76,89) 77(69,84) Z=-15.2710  <0.001
BRHMFF[F(%) ] 505(16.1) 287(25.0) 218(11.0) ¥’ =106.453  <0.001
FBG[ mmHg,M(Q,,0,) ] 4.94(4.59,5.43) 5.14(4.74,5.76) 4.85(4.52,5.26) Z=-12.789  <0.00l
HbAlc[ % ,M(Q,,Q;) ] 5.6(5.4,5.9) 5.8(5.5,6.1) 5.6(5.4,5.8) Z=-12.783  <0.001
TC[ mmol/L,M(Q,,0Q;) ] 4.44(3.90,5.01) 4.52(3.98,5.08) 4.40(3.85,4.97) Z= -3.688 <0.001
TG[ mmol/L,M(Q,,0Q;) ] 1.29(0.90,1.86) 1.74(1.26,2.47) 1.09(0.79,1.5)  Z=-23.772  <0.001
HDL[ mmol/L,M(Q,,Q,) ] 1.19(1.02,1.39)  1.06(0.94,1.23)  1.27(1.09,1.48) Z=-19.462  <0.001
LDL[ mmol/L,M(Q,,Q;) ] 2.83(2.27,3.35)  2.89(2.28,3.43) 2.81(2.27,3.3) Z=-2.104 0.035
UA[ pmol/L,M(Q,,Q,) ] 361(302,424) 398(346,458) 340(283,399) Z=-17.991  <0.001
AT AR T DN 115(3.7) 40(3.5) 75(3.8) X =1.66 0.684
~-GT[TU/L,M(Q,,Q,) ] 25(18,38) 34(24,49) 21(16,31) Z=-21.069 <0.001
ALT[IU/L,M(Q,,Q;) ] 19(14,26) 24(18,34) 16(12,22) Z=-21.825 <0.001
AST[IU/L,M(Q,,0Q;) ] 20(17,24) 22(18,26) 19(17,23) Z=-12.799  <0.001
HP e[ 41 (% ) ] 758(24.2) 299(26.1) 459(23.1) X’ =3.544 0.06
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OR 14.(95% CI) P14 OR 1.(95% CI) Pt
Bk 3.112(2.586 ~3.743) P <0.001 0.899(0.699 ~1.156) 0.405
XS 1.006(1.000 ~1.011) 0.041 0.995(0.988 ~1.003) 0.244
HP & % 1.175(0.993 ~1.390) 0. 060 1.146(0.935 ~1.404) 0.188
BMI 1.503(1.452 ~1.555) P <0.001 1.366(1.314 ~1.420) P <0.001
% R 2.035(1.753 ~2.362) P <0.001 1.086(0.887 ~1.330) 0.427
B 2.711(2.233 ~3.292) P <0.001 2.066(1.628 ~2.621) P <0.001
TC 1.159(1.067 ~1.259) P <0.001 0.520(0.370 ~0.731) P <0.001
TG 2.610(2.350 ~2.900) P <0.001 2.298(1.928 ~2.739) P <0.001
HDL 0.059(0.043 ~0.082) P <0.001 0.960(0.587 ~1.571) 0.871
LDL 1.088(0.003 ~1.192) 0.069 2.147(1.535 ~3.005) P <0.001
UA 1.008(1.007 ~1.009) P <0.001 1.003(1.002 ~1.005) P <0.001
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~-GT[IU/L,M(Q,,Q;) ] 34(24,51) 34(24,48) Z=-0.131 0.896
ALT[IU/L,M(Q,,0,) ] 23(17,32) 24(18,35) Z=-1.895 0.058
AST[IU/L,M(Q,,0Q;) ] 22(18,26) 22(18,26) Z=-0.804 0.422
AST/ALT WAt [ M(Q,,Q;) ] 0.92(0.75,1.13) 0.91(0.73,1.10) Z=-1.312 0.189
FIB4 354 [M(Q,,Q;) ] 1.07(0.80,1.47) 1.14(0.82,1.54) Z=-1.583 0.113
NFS 34 (x £5) —1.966 +1.256 ~1.911 +1.255 1= -0.66 0.509
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