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Effects of nucleos(t)ide analogs on lipid metabolism of patients with chronic hepatitis B
Jiang Xiaoping, Zhao Hong (Department of Hepatology Division 1, Beijing Ditan Hospital,
Capital Medical University, Beijing 100015, China)

Abstract: Chronic hepatitis B (CHB) is an important public health problem in China. At present,
nucleos(t)ide analogs (NAs) are the first line drugs for antiviral treatment, the safety of long-term
use has also attracted wide attention from clinicians. Studies showed that NAs could affect lipid
metabolism, and the effects of different drugs on lipid metabolism may be different. Dyslipidemia
is closely related to the progress of CHB. Therefore, it is of great significance to carefully evaluate
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the effects of NAs on lipid metabolism and its clinical correlation.
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