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Abstract Objective: Coronary artery disease (CAD) is one of the major diseases that threaten human health.
Platelet activation and extracellular matrix adhesion play a significant role in the occurrence and progress of CAD.
GPa2B1 coded by GPVI leads to thrombosis through platelet aggregation and Ca*” signaling. Molecular character of
susceptibility of CAD in Hubei Han population is unknown. Therefore, we carried out a susceptibility research on
the association between the gene GPVI encoding GPa281 platelet membrane protein and CAD. Method: Genetic mu-
tation was identified by direct genomic DNA sequencing in un-translated regions, promoter regions,eight exons and
flanking intronic regions of GPVI in 102 CAD patients. The odds ratio of c. 940C>G (p. Pro314Ala) for CAD was
measured in a case (CAD patients)-control study. The possible impact of amino acid substitutions c. 430G>A (p.
Alal44Thr) sc. 655C>T (p. Pro219Ser) sc. 940C>G (p. Pro314Ala) on the structure and function of the GPa281
platelet membrane protein were assessed through three bioinformatics tools. Result: GPVI c¢. 940C > G (p.
Pro314Ala) was not associated with CAD (OR=0. 984,95% CI 0. 746 to 1. 298, P=0. 908 94). Conclusion: GPVI
c. 940C>G (p. Pro314Ala) is not a genetic determinant of an increased risk of CAD in Hubei Han population.
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