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Two cases of drug-induced vanishing bile duct syndrom
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Abstact: The incidence of drug-induced liver injury (DILI) is increasing year by year in China,and about 10% of the acute hepa-
titis is caused by DILL.Drug or its metabolites can induce vanishing bile duct syndrome (D-VBDS) with bile duct epithelium as the
target of injury. VBDS are often neglected or confused with other bile duct diseases in clinical diagnosis and treatment.Therefore , it
is necessary to arouse the attention of clinicians and identify them.The clinical manifestations of D-VBDS are classified into two
types, major form and minor form, according to its clinical features, serum index and process.The histological pathological findings

is based on the differences in the location and severity of bile duct.
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