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Helicobacter pylori and Metabolic Diseases

Sung Eun Kim

Department of Internal Medicine, Kosin University College of Medicine, Busan, Korea

Helicobacter pylori (H. pylori) is one of the most common pathogens that can cause certain gastrointestinal disorders, such as gas-
tritis, peptic ulcers, and gastric cancer. Recently, interest in the systemic effects of H. pylori on extragastric manifestations is
increasing. Representative diseases include hematologic, cardiovascular, neurodegenerative, autoimmune, dermatologic, allergic,
hepatobiliary, and metabolic diseases. Among them, since the prevalence of metabolic diseases is on the rise worldwide, the relation-
ship between H. pylori infection and metabolic diseases has become an interesting research issue. Many studies have been con-
ducted to clarify any association. However, the results of those studies still remain controversial. This review focuses on recently
published studies to investigate the relationship between H. pylori infection and metabolic diseases, including diabetes mellitus,
metabolic syndrome, obesity, and non-alcoholic fatty liver disease, and their associated pathophysiology. (Korean J Helicobacter Up
Gastrointest Res 2020;20:21-28)
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A o] Aol 23R A= Aole] oA (heterogeneity,
) 80% oo & LER} of2fel Rk tisjia 7etslo]
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Table 1. Characteristics and Results of Meta-analyses Identifying the Association between Helicobacter pylori Infection and Metabolic Diseases

Authors  Year Related Inclufied Study design Partici- Heterozginelty Publication bias Main results Risk assessment
diseases  studies pants 9]
Lietal® 2017 DM 79 2 cohort, 69 57,397 86% Inconclusive Higher rates of DM OR 1.69 (95% CI,
case-con- Type II DM, (funnel plot in H. pylori in- 1.47~1.95)
trol, and 8 89% analysis; no sig-  fected subjects Type I DM; OR 2.05
Cross-sec- Type I DM; nificant bias, (95% CI,
tional 82% FEgger’s test; a 1.67~2.52)
significant bias) Type I DM; OR 1.23
(95% CI,
0.77~1.96)
Upalaet 2016 MS 6 lcohortand5 19,771 39% No Higher rates of MS OR 1.34 (95% CI,
al® cross-sec- in H. pylori in- 1.17~1.53)
tional fected subjects
den 2017 Obesity 2 2 cohort 13,044 - No No evidence of ap- OR 1.00 (95% CI,
Holland- propriate associa-  0.99~1.00)
eretal ¥ tion of obesity in
H. pylori infected
subjects
Xuetal®® 2019 Obesity 9 9 cross-sec- 27,111 0% Inconclusive Higher rates of obe- OR 1.20 (95% CI,
tional (investigated sity in H. pylori in-  1.13~1.28)
only using by fected subjects
funnel plot)
Zhouet 2019 NAFLD 15 2 cohort, 2 97,228 66% No Higher rates of OR 1.19 (95% CI,
al.® case-con- NAFLD in H. py- 1.11~1.29)
trol, and 11 lori infected sub-
Cross-sec- jects
tional
Ning et 2019 NAFLD 12 2 cohort, 2 87,747 90% Yes Higher rates of OR 1.36 (95% CI,
al.® case-con- NAFLD in H. py-  1.22~1.53)
trol, and 8 lori infected sub-
Cross-sec- jects
tional
Mantova 2019 NALFD 13 2 cohort, 2 81,162 Case-control  No Higher rates of Case-control and
ni et al.® case-con- and cross-sec- NAFLD in H. py-  cross-sectional
trol, and 9 tional stud- lori infected sub-  studies; OR 1.20
Cross-sec- ies; 59% jects (95% CI
tional cohort study; 1.07~1.35)
0% cohort study; OR

1.14 (95% CI
1.05~1.23)

DM, diabetes mellitus; H. pylori, Helicobacter pylori; OR, odds ratio; CI, confidence interval; MS, metabolic syndrome; NAFLD, non-alcoholic

fatty liver disease.

“Heterogeneity refers to the sum of enrolled studies in the meta-analysis.
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