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Abstract : Objective To study the correlation between gene polymorphism of PIK3CA rs4975596 and oral squamous cell carcinoma.
Methods PIK3CA rs4975596 polymorphism was detected by means of polymerase chain reaction. The distribution and allele frequency
of PIK3CA rs4975596 genotype in oral squamous cell carcinoma group and healthy control group were compared. Results Among 50
cases of oral squamous cell carcinoma patients and 50 healthy volunteers , PIK3CA rs4975596 wild AA genotype frequencies were 52%
and 68% , heterozygous AG genotype frequencies were 28% and 24% ,and mutant GG genotype frequencies were 20% and 8% () =
7.073,P =0.029). Wild-type A allele frequencies were 65% and 76% ,mutant G allele frequencies were 35% and 24% (Xz =5.360,
P =0.024). The differences in PIK3CA rs4975596 genotype distribution and allele frequencies between oral squamous cell carcinoma

group and healthy control group were significant. Conclusions
PIK3CA rs4975596 polymorphism.
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