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Association between FADS gene cluster polymorphisms and the risk of CAD"
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(Center for Gene Diagnosis s Zhongnan Hospital of Wuhan University ,Wuhan , Hubei 430071 ,China)
Abstract: Objective To evaluate the relationship between FADS gene polymorphisms and the occurrence of coronary artery
disease, looking for susceptibility alleles in CAD patients. Methods Establish SNP genotyping based on high resolution melting
(HRM) platform for SNPs located in FADS gene cluster-rs174537,rs174611,rs174616,rs174450 and rs174460,in both CAD group
(375 cases) and control group(389 cases). Analyze the genotypes and allele frequency,and then perform linkage disequilibrium a-
nalysis for all SNP loci. Results Remarkable differences were observed in rs174537,rs174460 and rs174611 genotype distribution
between CAD group and control group(P<C0. 05). We firstly reported that the rs174460 C allele is associated with a higher risk of
CAD[ P<C0.01,0R=1.64,95%CI=(1.29—2. 08) ]. Neither the difference of genotype distribution nor that of allele frequency was
found in the other two loci(P>0. 05). Conclusion

Rs174537,rs174460 and rs174611 polymorphisms are associated with the risk of CAD,and they are susceptibility loci for CAD.

HRM platform can perform genotyping with high sensitivity and accuracy.
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rs174537 near FADSI 61309256 T G 0.333
rs174616 FADS2 61384457 C T 0.454
rs174611 FADS2 61385698 T C 0.144
rs174460 FADS3 61389118 C T 0.474
rs174450 FADS3 61413686 C A 0. 469
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5L Al 65 195 115 325 425
Xf B4 101 192 96 394 384
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