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Association of CYP4F2 gene polymorphisms and serum
selenium levels with coronary artery disease
in Tujia ethnic group in Enshi, Hubei

WANG Yong, WANG Xian’en, HUANG Hao
(Center of Cardiovascular Medicine, Central Hospital of Enshi Tujia and Miao Autonomous Prefecture, Enshi Hubei 445000, China))

Abstract Objective: To investigate the relationship between the polymorphism of CYP4F2 gene and the susceptibility of
coronary artery disease (CAD) in the Tujia population in Enshi, Hubei, and the interaction of serum selenium
level and CYP4F2 gene polymorphism in the occurrence of CAD. Methods: A total of 100 cases of CHD were
selected from the Tujia population in Enshi, Hubei, and 100 healthy subjects cases were served as controls.
The polymorphism of CYP4F2 gene was detected by PCR, and the serum selenium level was measured by
hydride generation atomic fluorescence spectrometry. Results: The serum selenium level in the CAD group was

significantly lower than that in the control group; the CYP4F2 gene rs1558139 was not significantly related to
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the risk of CAD, and the rs2108622 polymorphism was significantly related to the risk of CAD. The risk of CAD

was increased in the patients carrying the CC genotype, and the rs1558135 polymorphism of CYP4F2 gene was

closely related to the risk of CAD. Patients with the rs3093135 gene carrying allele A had a lower risk of CAD.

Low serum selenium level and CYP4F2 152108622 CC genotype play a positive role in the occurrence of CAD.

Conclusion: The serum selenium level is negatively correlated with CAD in Tujia ethic group in Enshi, Hubei, and

there is a synergistic effect between the serum selenium level and the CYP4F2 rs2108622 CC genotype, which

significantly increases the risk of CAD.
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T EHERR LR &0 . e RO ER . O AL

WM | S aE A BURIE | 18R R RE PR P
LT 55 2 95 1) I R AR AIE B8 5 512

1.2 MiEFRARE
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0.109 mg/LJ B, e i 35 06 75 0 i 4k R B0
B, MM A K- 5 CHD Y S & o P<0.05 %R
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Table 1 Comparison of baseline data between the CAD group and the control group (n=100)

PERI SHERE, =B, S EIE, O BERR
ZH 5 Ei /% BMI/(kgm”) W4EE/mmHe 475K E/mmH R
(3B /&) ¢ (kgm™) . . (mmolL™") (mmolL™) (mmolL™) &4=3/%
XTHEZH 61/39 61.63+10.12 22.19+5.12 12945+ 1847 84.53+12.73 4.02+0.86 1.44+0.43 5.17+2.01 10
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1 mmHg=0.133 kPa
F2 CYP4R2EF & 754 5CAD 5 B 4RI EE & (n=100)
Table 2 Association of CYP4F2 gene polymorphism with CAD susceptibility (n=100)
rs1558139 rs2108622 rs3093135

1
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Xof HR2H 33 40 27 45 40 15 47 43 10
CAD4] 36 42 22 53 30 17 29 48 23

1.04 1.12 1.43 3.86 2.23 1.32 5.42 1.54 2.63
OR(95%CI)

(0.58~1.73) (0.71~2.18) (0.49~1.82)

P 0.85 0.67 0.72 0.02

(1.58~7.34) (0.79~5.83) (0.58~3.22) (2.11~12.04) (0.49~4.45) (0.88~6.16)

0.08 0.12 0.01 0.54 0.07
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Table 3 Relationship between serum selenium levels and CAD
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