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Research advances in neonatal hyperbilirubinemia and gene polymorphisms
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Abstract: Hyperbilirubinemia is a prevalent disease in neonates and is also a main reason for hospitalization within
the first week after birth, and this disease is mainly caused by the imbalance between production and elimination of
bilirubin. Uridine diphosphate glucuronosyltransferase 1A1 (UGT1A1), organic anion transporter polypeptide 2 (OATP2),
heme oxygenase 1 (HO-1), and biliverdin reductase A (BLVRA) play crucial roles in the metabolism of bilirubin. More
and more studies have revealed the association between the variation of the encoding genes for these enzymes and
hyperbilirubinemia. This article reviews the research advances in the association between the gene polymorphisms of
[Chin J Contemp Pediatr, 2020, 22(3): 280-284]
Key words: Neonatal hyperbilirubinemia; Bilirubin metabolic enzyme; Gene polymorphism

bilirubin metabolic enzymes and hyperbilirubinemia.
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1 UGT1A1
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