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Abstract

Helicobacter pylori (HP) infection is a risk factor for central serous chorioretinopathy (CSC). But the existing

studies tend to support two distinctively different trends regarding the link between HP infection and CSC. The

first group tend to support that: HP infection may be a risk of CSC, and the second tend to claim to no correlation

between the two. This paper will review the literature on whether HP infection is a risk factor for CSC and discuss

its pathogenesis.
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