90 - Rl -

GilbertZg &1k iR12 N i & MR v
HHE 28 191 3 SCrk B >

FHA, Bk, Wb, KA, mm, &%, BT (HFHERREMEIL S HIZER Zafh, s
100015)

E: GilbertZR 5 L2 —F i Qe oAk BAEBALZOW, /& FTUGT LA K 5848 51 2 ) P AE 21 2% X e
15, MM P BURIEIELL F AT o GilbertZR ik i 5 WK ZE N R R UGT AT N R 3 T E gl & 2
SYEA (TA) TTAA, HITAIAUGTIAI* 28/ /H3) ¥ £ GilbertZi AL I 2 W — MO HERR 2 W, H Al
FBEAT A T AL Al . BUARIE 1) 5 2 ORI RIS 5%, 12 A GilbertZR S 1iE B (I IR
BORLI B BURH 52 SCRRIEAT 2047 -

XIE): GilbertZR ks JFUATEIHYHPEIRE K STRAL >

A case report of Gilbert syndrome misdiagnosed as primary biliary cholangitis and literature review
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Abstract: Gilbert syndrome is a autosomal dominant hereditary disease, which is a liver disorder caused by
a genetic mutation of the bilirubin UDP-glucuronosyltransferase (UGT1A1) gene, which results in elevated
levels of unconjugated bilirubin. The most common genotype of Gilbert syndrome is the homozygous
polymorphism A(TA)7TAA in the promoter of gene UGT1A1, which is a TA insertion into the promoter
designated UGT1A1*28. Generally, the diagnosis of the syndrome is one of exclusion, genetic tests can now

be used when there is a diagnostic problem. In this paper, a case of Gilbert syndrome misdiagnosed as primary

biliary cholangitis was reported and the involved literatures were reviewed and analyzed.
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