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Study on the relationship between adiponectin 45 nucleotide T/G polymorphism and coronary heart disease
LUO Su-zxin', LEI Han'® , LIU Qing?, et al.
(1. Department of Cardiology;2. the Clinical Research Center,the First Af filiated Hospital,
Chongqing Medical Universitys Chongqing 400016 , China)

Abstract: Objective To investigate the genotype distribution of adiponectin +45 nucleotide T/G polymorphism and the rela-
tionship between the polymorphism and coronary heart disease. Methods 365 subjects were included: 221 coronary heart disease
patients (CHD group) ,44 coronary artery artherosclerosis patients (CAS group) and 100 healthy subjects (normal control, NC
group). All subjects were confirmed by coronary angiography,and were genotyped for the polymorphism of adiponectin by polymer-
(1) The TT.TG and GG genotype fre-
quencies of adiponectin 445 nucleotide T/G polymorphism among all subjects were 46. 85% ,42. 47 % and 10. 68% , respectively.
The allelic frequencies were 68. 08% for T allele and 31. 92% for G allele. (2) The frequencies of TT, TG and GG genotype between

CHD group and non-CHD group or NC group had no significant difference( P=>0. 05). The frequencies of T and G allele had no sig-

ase chain reaction-restrictive fragment length polymorphism (PCR-RFLP) assay. Results

nificant difference,too. Conclusion There was no relationship of the gene polymorphism of adiponectin +45 nucleotide T/G with

coronary heart disease,and adiponectin gene may not be a susceptibility gene to coronary heart disease.
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BMI(kg/m?) 24.2043. 08 24.3543.62  23.8942.99
TC(mmol/L) 4.51+1.05 4.35+0.88  4.19+0.80
TG(mmol/L) 2.06+1,73% 1.8141.27  1.4940.98
HDL(mmol/L) 1.1040. 31 1.1240.52  1.2140.39
LDL(mmol/L) 2.6240. 892 2.36+0.62  2.14+0.54
HP(%) 129(58.37)% 28(63. 64) % 0
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