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Clinical Analysis and Literature Review of 7 Cases of Gilbert Syndrome
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ABSTRACT: Objective To explore the clinical characteristics, mutation genes, treatment and
prognosis of Gilbert's syndrom (GS). Methods The clinical data of 7 GS patients diagnosed in hospital
in our department were analyzed retrospectively and analyzed in combination with the literature. Results
All 7 patients had skin scleral yellow stains,3 cases with fatigue,1 case of decreased appetite and 1 case of
nausea. All cases, total bilirubin (TBIL) and indirect bilirubin (IBIL) were mild and moderately increased,
and there was no obvious abnormality in the rest of liver function indicators. Four of the seven patients had
a UGT1A1*28 hybrid mutation, one case of UGT1A1*28 purity mutation, combined with the  thalassaemia
gene CD14-15 hybrid mutation, and the patient's parents also detected the UGTIA1*28 purity mutation,
and the father was accompanied by a beta thalassaemia group at the same time. Because of the mutation of
CD14-15 hybrids, neither of the parents has any disease. The remaining two cases are UGTIA1*7 purity
and UGT1A1*6 purity mutation, respectively. Two cases of bilirubin hyperplasia were treated with oral bear
deoxycholine capsules and reduced bilirubin levels. The remaining patients have been in stable condition
since follow-up. Conclusion Gilbert syndrome is characterized by chronic, intermittent and highly non-
binding bilirubinemia, and the clinical diagnosis lacks specificity. The UGT1A1l mutation gene is the gold
standard for diagnosis, and the UGT1A1*28 hybrid mutation is a hot mutation. In one case, GS and beta
thalassaemia processes coexist. Only one case of double genetic jaundice has been reported in China.
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