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Abstract; Objective To investigate gene ACTN3 polymorphism frequency distribution characteristics of the Han general fe-
Choose 226 healthy Han northwest female student 18 to 22 years old as the object of study,using fluo-
ACTN3

gene R577X frequency distribution of polymorphic loci meets Hardy-Weinberg equilibrium. ACTN3 gene R577X heterozygous RX

male population. Methods

rescent real time quantitative PCR to analyze ACTN3 gene polymorphism frequency distribution characteristics. Results

genotype frequency was 22. 1% ,homozygous R/ R of 40. 4% ,XX of 37.5%. RX genotype was significantly more than XX genotype
(P<<0.05). ACTN3 gene R577X polymorphism loci R allele frequency was 51. 3% , which was significantly higher than the X allele
frequency of 48. 7% (P<C0.05). Conclusion From the sample selection of race,number,age and other factors considered, the re-

sults can be used for representing the Northwest Chinese women ACTN3 gene R577X polymorphism frequency distribution repre-

sentative,
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