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[ Abstract] Objective To investigate the angiotensinogen ( AGT) gene M235T polymorphism in a Yi
nationality population of Yunnan province, and to provide evidence for the research of AGT related diseases.
Methods We recruited 173 healthy subjects of Yi nationality in rural area of Jinning, Yunnan province. The
AGT M235T polymorphism was determined by polymerase chain reaction-restriction fragment ( PCR-RFLP)
technique. The genotype frequencies and allele frequencies were obtained and compared with that were collected from
other population. Results In healthy Yi people of Yunnan province, frequencies for the MM, MT and TT
genotypes were 7.51% , 39.31% and 53.18%. Derived allele frequencies for the M and T allele were 27.17% and
72.83%. The distribution of AGT genotypes and the allele frequencies in Yunnan Yi people were similar to Han
populations (P> 0.05) , while were significantly different from that in other nationalities (P<0.01). Conclusion
The distribution of the allele of AGT M235T polymorphism is different significantly in different ethnic populations.
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Tab. 1 Distribution of AGT gene M235T polymorphism in a Yi nationality population [n(%) ]

o . R 7Y G FE A
MM MT TT M T
Bk 67 2(2.99) 28(41.79) 37(55.22) 32(23.88) 102(76.12)
Lotk 106 11(10.38) 40(37.74) 55(51.89) 62(29.25) 150(70.75)
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