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Mechanism of hepatic transporters and metabolic enzymes in cholestatic liver

injury
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Abstract: Cholestatic liver injury, which is mainly caused by the disruption of bile acids, is common in the clinic. The pathogenesis

of cholestatic liver injury is directly related to the changes of bile acid-related transporters, synthetic and metabolic enzymes. Nuclear

receptors play a crucial part in cholestatic liver injury by regulating the expression of transporters and metabolic enzymes that

maintaining the homeostasis of bile acids. In this review, we focus on the role of hepatic transporters and metabolic enzymes in

cholestatic liver injury and the mechanism of nuclear receptors on the regulation of transporters and metabolic enzymes.
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