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Analysis on A(TA),TAA polymorphism of UGT1Al gene promoter by fluorescence real-time quantitative PCR
XU Yuzhong' ,CHEN Qunrong® s SUN Shunchang'” ,PENG Yunsheng'
(1. Department of Clinical Laboratory ;2. Department of Blood Transfusion s Baoan District People's
Hospital , Shenzhen,Guangdong 518101,China. )
Abstract: Objective To develop a new method to detect AC(TA), TAA polymorphism in the UGT1A1 gene promoter by fluo-
rescence real-time quantitative PCR (RQ-PCR). Methods
Gilbert's syndrome and 66 healthy individuals. The polymorphic ACTA), TAA sequence in the UGT1A1 gene promoter was deter-

Genomic DNA was extracted from peripheral blood in 16 patients with

mined by DNA sequencing. A pair of primers and two TagMan probes labeled with either 5" FAM or VIC reporter dye incorporated
a 3" minor groove binder were designed. The ACTA), TAA polymorphisms in the UGT1A1 gene promoter were identified by RQ-
PCR for all research subjects. The sensitivity and specificity of RQ-PCR for detecting the A(TA), TAA polymorphisms were veri-
fied by DNA sequencing method. Results
UGT1ALl gene in all 16 patients with Gilbert's syndrome by using RQ-PCR. The homozygous A(TA); TAA polymorphism was
found in 46 healthy subjects, while the heterozygous A(TA)s TAA/A(TA); TAA polymorphism was found in other 20 healthy sub-
jects. All ACTA), TAA polymorphisms in the promoter region of the UGT1A1l gene identified by RQ-PCR were consistent with
that of DNA sequencing. Conclusion

The homozygous ACTA); TAA polymorphism was found in the promoter region of the

It is a sensitive, specific and simple method to detect the A(TA), TAA polymorphisms in the
promoter region of the UGT1A1 gene by RQ-PCR, which can be promoted and applied in clinic.
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