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Abstract: Objective To investigate the relationship between Helicobacter pylori (Hp) infection and sus-
ceptibility of multiple sclerosis (MS). Methods The clinical data and laboratory data of a total of 94 patients
with MS (MS group) treated in Beijing Tiantan Hospital, Capital Medical University from August 2018 to
May 2021 were analyzed retrospectively. 282 healthy persons were selected as the control group. The differ-
ence of Hp positive rate between MS patients and healthy persons was analyzed,and whether the difference
was related to gender was analyzed. The levels of lymphocyte subsets,complement and cytokines between Hp
positive MS patients and Hp negative MS patients were analyzed. Results The positive rates of Hp in MS
group and control group were 37.23% and 45. 04 % ,respectively, and the difference was not statistically sig-
nificant (P>>0. 05). The positive rate in female MS group (30. 88%) was lower than that in female control
group (45.10%) ,and the difference was statistically significant (P <C0. 05). There was no significant differ-
ence in the positive rate of Hp between male MS group and male control group (P>>0. 05). There were signif-
icant differences in the levels of helper T lymphocytes,helper T lymphocytes/killer T lymphocytes and com-
plement C3 between Hp positive MS patients and Hp negative MS patients (P<C0. 05) ,but there was no sig-
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nificant difference in other lymphocyte subsets and cytokines (P>>0. 05). Conclusion The positive rate of Hp

in female MS patients is significantly lower than that in healthy female, suggesting that Hp infection may be

related to female MS.
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