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ABSTRACT Objective: To investigate the relationship between the polymorphism of fatty acid desaturase 2 (FADS2) rs3834458
and susceptibility to coronary artery disecase. Methods: 149 unrelated bloody health examinations in the Han population of Qingdao were
randomly selected as the control group and 192 patients with coronary artery disease admitted to our hospital were randomly selected as
the coronary artery disease group. PCR was used to genotype FADS2 rs3834458 in both groups. At the same time, the clinical data of
were collected, and the biochemical indexes were tested. The above data were analyzed by t test, Wilcoxon rank sum test, chi-square test
and Logistic regression. Results: The male proportion, Age, Body mass index (BMI), blood glucose (GLU), total cholesterol (TC),
triglycerides  (TG), low-density lipoprotein (LDL-C), alanine aminotransferase (ALT), aspartate aminotransferase (AST),
gammon-glutamyl transferase (GGT), alkaline phosphatase (ALP) of coronary artery disease group were all higher than those of healthy
control group (P<0.05), while the level of high-density lipoprotein (HDL-C) was significantly lower than that of the control group (P<O.
05). There was no significant difference in the genotype distribution and allele frequency between the two groups (P>0.05). Gender
(male), age, GLU, TC and HDL-C(<1.00 mmol/L) were independent risk factors for coronary artery disease group (OR=3.57, 1.14, 1.34,
3.50, 2.89). FADS2 rs3834458 has three genotypes: T/T, T/del, del/del, and the T allele is not an independent risk factor for coronary
artery disease (P=0.641). Conclusion: There was no significant correlation between FADS2 rs3834458 polymorphism and the risk of
coronary artery disease in Chinese Han population.
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Table 1 Comparison of the clinical characteristics and biochemical indexes between coronary artery disease group and healthy control group

Coronary artery disease

Indicators Healthy control group Statistics P
group
Gender (male/ female) 149 (63/86) 192(132/60) x=24.00 <0.001
Age (years) 50.80% 12.15 67.42+ 1134 1=-13.01 <0.001
BMI (kg/m?) 23.75% 3.56 24.68% 3.26 t=-2.50 <0.001
GLU(mmol/L) 4.56(4.05,5.16) 5.25(4.56, 6.85) z=-6.74 <0.001
TBIL ( mol/L) 13.17+ 5.36 14.54+ 7.24 t=-2.02 0.189
17.66 22.11
ALT(U/L) 2=-4.20 <0.001
(12.49, 23.65) (17.08,33.71)
20.71 22.34
AST(U/L) 2=-2.07 0.148
(17.51,23.96) (17.08,33.71)
19.59 27.64
GGT(U/L) z=-4.79 <0.001
(15.01,29.55) (19.05,43.89)

ALP(U/L) 73.99+ 23.58 86.29+ 31.00 t=-4.16 <0.001
TG(mmol/L) 1.11(0.86,1.61) 1.35(0.96,1.86) z2=-3.01 <0.001
TC(mmol/L) 3.47+ 0.80 4.63+ 1.33 t=-9.95 <0.001

LDL-C(mmol/L) 2.06x 0.56 2.79+ 1.09 t=-8.01 <0.001
HDL-C(mmol/L) 1.33+ 0.48 1.06+ 0.49 t=5.22 <0.001

Note: data of normal distribution are expressed as mean SD. Non-normally distributed data are expressed as median(quartile).
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Table 2 Comparison of the FADS?2 rs3834458 genotype distribution and allele frequency between coronary artery disease group

and healthy control group

Healthy control group  Coronary artery disease

Groups (number) e P
(149) (192)
Genotypes (%) T/T 75(50%) 86(45%) 1.556 0.459.
T/del 65(44%) 89(46%)
del/del 9(6%) 17(9%)
Alleles (%) T 215(72%) 261(68%) 1.390 0.238
del 83(28%) 123(32%)
3 W (ELAFR B9 J8 3 SEORE O O XURS: i T+ DHAVAA TR e ) AR50
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Table 3 Results of Logistic regression analysis of risk factors of coronary artery disease

Variables Exp(B) Wald Sig. 95%CI
Gender
Female 1.00 10.88 0.001 1.68-7.60
Male 3.57
Age 1.14 47.46 <0.001 1.10-1.18
BMI 1.00 <0.001 0.990 0.91-1.11
GLU 1.34 5.80 0.016 1.06-1.70
TG 0.88 0.531 0.58-1.33
TC 3.50 17.49 <0.001 1.95-6.29
LDL-C 1.53 0.240 0.76-3.08
HDL-C
1.0 mmol/L 1.00
<1.0 mmol/L 2.89 0.008 1.31-6.34
Alleles
del 1.00
T 0.73 0.641 0.19-2.80

Note: Exp(B): odds ratio, Wald: Wald- x?, Sig: P value, 95% CI: 95% confidence interval.
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