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[ Abstract] Objective To investigate alterations in serum lipid profiles among patients with Helicobacter pylori
(Hp)-positive chronic gastritis and to identify independent risk factors associated with Hp-positive disease. Methods A
retrospective analysis was conducted on 120 patients diagnosed with chronic gastritis at the Third People’s Hospital of
Yunnan Province between January 2024 and January 2025. Subjects were divided into an Hp-positive group (n = 55) and
an Hp-negative group (n = 65) according to Hp infection status. Differences in lipid-metabolism indices between the two
groups were compared, and multivariate logistic regression was applied to screen for independent risk factor. Results Sex,
total cholesterol (TC), triglycerides (TG), high-density lipoprotein (HDL), low-density lipoprotein (LDL), apolipoprotein
A1 (APO-A), TC/HDL, TG/HDL, and LDL/HDL differed significantly between groups (P < 0.05). Multivariate logistic
regression identified sex (OR = 0.335, 95% CI: 0.129-0.871), TG (OR = 0.505, 95% CI: 0.288-0.885), HDL (OR = 6.174,
95% CI: 1.831-20.814), LDL (OR = 0.409, 95% CI: 0.215-0.780), and TC/HDL ratio (OR = 1.444, 95% CI: 1.125-1.855)

as independent risk factors for Hp-positive chronic gastritis (P < 0.05). Conclusion Hp-positive chronic gastritis is
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accompanied by dyslipidemia. Early Hp eradication may improve lipid-metabolism disturbances and reduce the risk of

long-term complications.
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