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ABSTRACT Objective: To investigate the association of DDAH2 promoter -1150 C/A rs805304 polymorphisms with coronary

heart disease susceptibility in a Chinese Han population by a case-control study. Methods: Polymerase chain reaction-restriction fragment

length polymorphism (PCR-RFLP) was used to genotype the SNP. We performed a case-control analysis including a total of 381cases

and 629 healthy controls. Results: Genotype distribution of the DDAH2 rs805304 polymorphism in both groups were in Hardy-Weinberg

equilibrium. Our pooled result indicated that there is no significant difference in the genotype distribution between the CAD cases and

controls (P=0.34). However, comparing with A allele frequency, the C allele frequency have a lower tendency in cases of coronary heart
disease(P=0.069). Conclusion: the polymorphism(rs805304) of DDAH2 is not associated with the CAD.
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Table 1 General characteristic of the study participants

Characteristic Control(n = 629) CAD patients( n=381) P
Gender 0.039
Male (%) 372(59.1) 200 (52.5)
Female (%) 257 (40.9) 181 (47.5)
Age(years) 43 14 659 <0.001
CAD family history(%) 105(16.7) 11(2.8) <0.001
SBP(mmHg) 125 11 132 22 <0.001
DBP(mmHg) 778 78 13 <0.001
Positive history of smoking (%) 156(24.8) 138(36.2) <0.001
Positive history of alcohol consumption (%) 131 (20.8) 83 (21.8) 0.751
Hyperlipidemia (%) 280(44.5) 145(38.1) 0.044
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Fig. 1 DDAH2 gene A-1150C genotyping electrophoresis.
Note: AA AA genotype, AC AC genotype, CC CC genotype.

2 DDAH2 E[F A-1150C SN F 5 BlIERE
Fig.2 The sequencing peak figure of DDAH2 gene A-1150C polymorphism
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Table 2 DDAH2 gene A-1150C genotype distribution between CAD and controls

Control CAD
Genotype X? P
n (%) n (%)
AA 299 (47.5) 163(42.8)
AC 268 (42.6) 177(46.4) 2.16 0.340
cC 62(9.9) 41(10.8)
C Allele 62.3% 68.0% 3.315 0.069
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