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[ Abstract] Objective To investigate the correlation of the C242T polymorphism of NADPH oxidase p22-phox gene with left
ventricular hypertrophy (LVH) in Chinese Han hypertensive subjects. Methods A total of 286 consecutive patients of Han
nationality with newly diagnosed essential hypertension admitted in our hospital from January 2008 to December 2011 were enrolled
in this study. They were all evaluated with echocardiography for left ventricular mass index, and were divided into hypertension with
or without LVH. Body mass index (BMI), blood pressure, fasting blood glucose, triglycerides and total cholesterol were documented.
P22-phox C242T polymorphism was analyzed by restriction fragment length polymorphism (RFPL). Results The frequencies of CT
genotype and T allele were significantly higher in the patients with LVH patients than those without LVH (P = 0.002, P = 0.005), but
no any case of TT genotype was found. Logistic analysis showed that the C242T polymorphism in NADPH oxidase p22phox, as well
as female sex and systolic blood pressure were independent risk factors for LVH. Compared to patients with CC genotype, the risk of
LVH was decreased by 63% in those with CT genotype (P =0.007). Conclusion The C242T polymorphism in NADPH oxidase
p22phox is correlated with LVH in Chinese hypertensive patients. The T allele might be protective factor for LVH.
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Table 1 Comparison of general clinical data between two groups

5 AR S E+LVHA
(n=174) (n=112)

(Y, X£s) 60.10 + 10.71 60.90 + 10.53
B HE[n(%)] 81 (46.6) 62 (55.4)
JRRE(4E, Xxs) 14.20 + 2.60 14.70 + 2.83
BMI(kg/m?, X+s) 24.15+4.71 24.72 +5.02
SBP(MmHg, X#s) 155.75 + 13.73 159.57 + 15.12"
DBP(mmHg, X+s) 95.58 + 10.29 97.84 +11.41
FBG(mmol/L, X*s) 5.68 +1.22 5.62 +1.15
TC(mmol/L, X#s) 4.35+1.25 4.41+1.35
TG(mmol/L, X+s) 1.48 £0.79 1.41+0.88

LVH: 220 EIEE; BMI: (KGR HE%0 SBP: Ik 4 ; DBP: 473k
JE; FBG: ZME M, TC: SJHEEE, TG: Hh=Es, 1mmHg=
0.133kPa, 58aafi i %241 4, "P < 0.05
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Table 2 Distribution of genotypes and alleles in two groups [n(%)]
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LVH: 20 s IR, 5 epalim i R 20 s, 7P <0.01
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Table 3 Logistic regression analysis of risk factors of LVH

SR P OR 95%Cl
g-gc 0.043 1.40 1.12~1.75
SBP 0.019 1.76 1.10~2.83

TN I A 0.007 0.37 0.18~0.76

LVH: .0 NEE; SBP: USRS
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