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[ Abstract] ATP-binding cassette sub-family G member 2 ( ABCG2) is one of the members of the
ATP-binding cassette transporter superfamily. The coding gene is located on chromosome 4 and it is a trans-
porter located in the cell membrane. It is widely expressed in liver, kidney and intestine. ABCG2 has the
function of transporting uric acid, abnormal function of it can lead to decreasion of uric acid excretion. It has
been found that multiple single-gene polymorphisms affect the uric acid transport function of ABCG2 and

cause hyperuricemia and gout. Therefore, research on ABCG2 target drug is significant, but it still need
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further study.
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