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[Abstract] The prevalence of HBV infection is the highest among individuals over 60 years old in China, who
are also at high risk of atherosclerotic cardiovascular disease, requiring careful lipid management. Studies have shown
that antiviral therapy in HBV-infected patients may affect blood lipids. In this article, available literature are reviewed
to investigate the effects of dyslipidemia and lipid-lowering drugs on the prognosis of HBV-infected patients, as well
as the effects of antiviral therapy on lipids and atherosclerotic cardiovascular disease. The aim is to provide insights
for the clinical management of patients with chronic hepatitis B combined with dyslipidemia.
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