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Fig.1 Structure of HPRT gene and locations of the PCR primers
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Fig.2  Agarose gel electrophoresis of PCR products
a: DNA A% PR AR ;
b: exonl; c: exon2; d: exon3; e: exond;
f: exon5; g: exon6; h: exon7/8; i: exon9
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Fig.3 EcoR1 digestions and agarose gel electrophoresis
a: DNA X3 F B ERAE; b: pEXONL;
c: pEXON2; d: pEXON3; e: pEXON4;
f: pEXONS; g: pEXON6; h: pEXON7/8; i: pEXON9
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Tab.1 Mutations of HPRT gene in Chinese primary gout patients
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Cloning and Sequencing of Hypoxanthine-guanine
Phosphoribosyltransferase Gene from 5 Cases of Primary Gout Patients
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Abstract: Primary gout is a form of the disease that is mainly attributable to an inbomn error metabolism, charactrized by
hyperuricemia, acute arthritis and associated with partial deficiency of hypoxanthine-guanine phosphoribosyltransferase
(HPRT,EC 2.4.2.8) . Exons were amplified and sequenced from the genomic DNA of 2 normal Chinese and 5 cases of
primary gout patients. There are no differences in the coding region of HPRT gene among normal Chinese, Case 5 patient
and foreigners documented. Eleven novel point mutations in the coding region of HPRT gene were identified respectively
in 4 cases of patients. In this paper we firstly report HPRT gene mutations in primary gout patients of the mainland of
China.
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