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[ Abstract] Epigenetics is the study on regulating process and mechanism of gene expression without al-

terations in DNA sequence. Recent researches have shown that epigenetics plays an important role in the develop-

ment of biliary atresia through complex regulating mechanisms, which contributes to the diagnosis, prognosis evalu-

ation and treatment of biliary atresia. This review summarized the latest epigenetics research in biliary atresia.
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