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The correlation study of VDR gene Fokl polymorphism and essential hypertension in Luzhou region”
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Abstract: Objective To investigate the association between the VDR gene Fokl polymorphism and the
risk of developing essential hypertension in Luzhou region. Methods The Han population in Luzhou and sur-
rounding areas were selected as the research objects,including 415 cases of hypertension and 415 cases of nor-
motensive controls. Detection of VDR gene FokI polymorphism by PCR-RFLP combined with DNA sequen-
cing. Genotype distribution and allele frequencies and odds ratios (ORs) in patients and controls were calculat-
ed to predict the risk for developing hypertension. The clinical parameters were analyzed among the individuals
of different genotypes and risk factors for hypertension were analyzed. Results The genotype distribution of
Fokl VDR polymorphism different significantly between the hypertensive and the normotensive group (P =
0.037). The proportion of Ff-+ Ff in hypertension was obviously higher than normotensive control (69. 5%
vs. 62.3%). Compared with FF genotype, Ff+ff genotype showed an increased risk to develop essential hy-
pertension (OR=1.488,95%CI=1.080—2. 052, P=0. 015). There was no statistical difference between the
two groups at allele F/f frequencies (P>>0. 05). The serum triglyceride and creatinine levels of the VDR gene
Ff+ Ff were statistically differents from the Ff genotype. Multiariable Logistic regression analysis, the result
showed that FokI polymorphism, triglyceride, creatinine were hypertension independent risk factors. Conclu-
sion VDR gene Fokl polymorphism is associated with the risk of developing essential hypertension in Luzhou

region.
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FF 115(27.7) 85(20.5) Ff+{f vs. FF 1.488(1.080~2. 052) 0.015
Ff 199(48.0) 229(55. 2) ff vs. FF+Ff 1. 000€0. 728~1.373) 1. 000
ff 101(24. 3) 101(24. 3) ff vs. FF 1. 353(0. 913~2.005) 0.132
F 429(51. 8) 399(48. 2)

i 401(48.2) 431(51. 8) fos. F 1.156(0. 953~1.401) 0.141

x2 VDR EE Fokl FRIEEBSIEKRSHKX R (T1s)

SR
B0 t p
Fi+1f FF

BMlI(kg/nm?) 24.2943.70 23.8344. 06 1.499 0.134
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