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Research progress on pathogenesis of alcohol related liver cancer

Song Shanshan, Cheng Jun, Yang Song (Center of Hepatology, Beijing Ditan Hospital,
Capital Medical University, Beijing 100015, China)

Abstract: Primary hepatic cancer (PHC) is one of the most common tumors endangering
in China’s mainland. Alcohol is an important cause of PHC. Risk of alcohol related PHC is
related to genetic susceptibility. Besides, ethanol and acetaldehyde may induce PHC through
direct toxicity. Pathogenesis of alcohol related PHC also involves epigenetic modification,
oxygen stress injury, impaired anti-tumor immunity and disturbed intestinal microecology.
Clarifying the possible mechanism of alcohol related PHC can help identify new targets and
drug development for the prevention and treatment of alcohol related liver cancer.
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KAV M N, MaZE RS T, R W4
IL- 17 AJE #% AT )RR R /N BRHCCRA i JE
6 FENETS

WK E I 2 ML B E A SR IRS
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