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[ Abstract] Objective To investigate the heredity relevance of Gly71Arg gene mutation to severe neonatal
jaundice in Yunnan. Methods 78 cases of severe neonatal jaundice were selected into the case group, and 30
neonates without jaundice were enrolled into the control group. Routine phenol- chloroform method was used to ec—
tract DNA, and PCR was used to amplify the first exon of UGT1A1, PCR products were indentified by argrose gel
electrophoresis and sequencing. Results The allele gene frequency of Gly71Arg was 32.1% and 13.3% in the case
group and the control group, respectively, and there was a statistically significant difference between the two groups
(P<0.01). In the case group, the total bilirubin of mutation was higher than wild type, but it had no statistical
difference (P> 0.05). Conclusion Severe neonatal jaundice is intimately correlated with Gly71Arg mutation,
but the total bilirubin is independent with Gly71Arg mutation in Yunnan.
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Fig. 1 Electrophoresis picture
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Tab. 1 Comparison of UGT1A1 G71R genotype distribution and gene polymorphism frequencies between two

groups [n(%)]

UGTI1A1 E:[AH

4] =] A 07 L PR 28 A 4 222 b
45 n AT AT T LN RN RAATR (%)
9 11 26 78 5(6.4) 40(51.3) 33(42.3) 32.1*

XFHEZH 30 0(0) 8(26.7) 22(73.3) 13.3

53R, *P<0.01.
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