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Analysis on genetic pattern of familial type [l diabetes mellitus PENG Huimin * EZHANG Suhua£4.1
ChenzhongE-et al. *Department of BiologyE~ Chongqing University of Medical SciencefE~ Chongqing
400016E€hina
i%Abstracti¢ Objective To analyse hereditary familial type [ diabetes mellitusE type [[ DMEE-
including its pattern and the transmitted expression on different sex of type [| DM. Methods Familial
analysisEsegregation analysisE-tests were used for multifactorial inheritance and threshold analysis. One
hundred seventy-seven pedigrees of familial type [[ DM were studied. Results The heritability of familial
type [l DM was 143.06% +3.3% . One dominant major gene might influence the genesis of type [[ DM.
There were 214 nuclear families in 3 different mating typesE®U X UE-U X A and A X A. The segregation
ratios of UX UEW X A and AX A were 0.470 3£0.483 8 and 0.671 2 respectively. The results of tests for
multifactorial inheritance and segregation analysis indicated that the genetic pattern of U X A and A X A
nuclear families was not multifactorial inheritant and autosomal recessiveE” AREObut autosomal dominant
£7°ADEOinheritance. The genetic pattern of U X U nuclear families was neither AD nor AR inheritance.
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Conclusion There was genetic heterogeneity in type [| DM discovered with subgroupes of autosomal

dominant inheritance in type [| DM.

i%Key wordsi¢ Non-insulin-dependent diabetes mellitusE»GeneticsE¥Threshold limit values
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