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Relationship Between P239Q Mutation in the Insulin Promoter Factor 1 Gene and Predisposition of Type 2
Diabetes Mellitus in Chinese Han Population HUANG Zhi-min. WENGJian-ping. WU Hua, LIAO Zhi-hong, XIU
Ling-ling. (Department of Endocrinology, First Affiliated Hospital, Sun Yat-sen University of Medical Sciences Guangzhou
510080, China)

Abstract: [Objective] To investigate the distribution of P239Q mutation in the insulin promoter factor 1 gene, and the part it
may share in the predisposition of type 2 diabetes mellitus it was screened in Chinese Han population. [Methods] 233 type 2 diabet-
ics and 89 nonrdiabetics w ere screened for the mutation using PCR RFLP. Family study was carried out after the identification of the
mutant poband. [ Results] One out of 233 diabetics was found to carry the mutation while none among the non-diabetic group.
Family study showed that the P239Q variant of IPF 1 did not cosegregate with diabetes [ Conclusion] The P239Q mutation of IPF 1 is
rather rare in Chinese Han population including in type 2 diabetics It can also be identified in non-diabetic subjects and its poor
cosegregation with type 2 diabetes we suggest that it might act as a modifying gene, which together with variants in other genes
could increase susceptibility to type 2 diabetes
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