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[ Abstract)

has more gene variant species, the mutation has been linked to high levels of uric acid and gout, therefore,
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ABCG2 is a kind of uric acid transporters, and compared to other transporters, ABCG2

there are many studies on the polymorphism function of ABCG2 gene, its dysfunction mainly damages uric
acid transfer function to produce higher levels of uric acid, causing gout attacks. In recent years, it has been
found that ABCG2 has three common variants and a large number of rare variants. Among them, Q141K and
Q126X affect the occurrence of gout. VI2M has the protective effect of gout. Most rare variants were found not
to be involved in the occurrence of gout due to inadequate plasma membrane localization or lack of uric acid

transport. Meanwhile, Q141K has also been confirmed to be involved in the adverse reactions of drugs used

in gout.
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