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Viral Hepatitis with Steatotic Liver Disease:
Interactions and Clinical Challenges
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Chronic hepatitis B (HBV) and hepatitis C virus (HCV) infections are the leading causes of chronic liver
diseases. Concurrently, the prevalence of steatotic liver disease (SLD) is rising, resulting in a substantial number
of patients with coexisting viral hepatitis and SLD. SLD exhibits divergent effects on these two types of viral
hepatitis. While SLD may suppress HBV activity, potentially accelerating hepatitis B surface antigen seroclearance
and reducing the risks of cirrhosis and hepatocellular carcinoma, the SLD-related metabolic dysfunctions may
conversely increase these risks. In contrast, HCV infection tends to promote the development of SLD, which can
subsequently worsen the course of HCV-related liver disease. This review aims to explore the complex interactions
between viral hepatitis and SLD, providing insights into optimizing clinical management strategies for these patients.



