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Relationship between coronary heart disease and NADH/NADPH oxidase p22phox gene C242T polymorphism
FANG Sheng—xia LIU Tong-tao WANG Lii et al. Department of Epidemiology and Health Statistics Shandong University
( Ji’ nan 250012 China)

Abstract: Objective To investigate the relationship between nicotinamide adenine dinucleotide hydrate/nicotinamide
adenice dinucleotide phosphate hydrate( NADH/NADPH) oxidase p22phox gene C242T polymorphism and coronary heart
disease( CHD) . Methods
CHD patients and 470 controls. Polymerase chain reaction restriction fragment length polymorphism( PCR-RFLP) was used

A hospital-based case-control study was conducted among 309 premature CHD 437 late-onset

to detect the polymorphism. Univariate and multivariate logistic regression models were performed to estimate odds ratios
( ORs) and 95% confidence interval( CI) of CHD. Results The odds ratios of CT + TT versus CC genotype of C242T pol-
ymorphisms for CHD between early-onset CHD group and controls were statistically significant in both univariate logistic
model( OR =1.58 95% CI: 1. 07 -2.34) and multivariate logistic model( OR=1.74 95% CI: 1. 16 - 2. 62) . For the com—
parison between late-onset CHD group and controls the odds ratio was statistically significant( OR =1.48 95% CI: 1. 03 -
2.13) in univariate logistic model. However when comparing early-onset CHD group with late-onset CHD group the odds
ratios in neither univariate analysis nor multivariate logistic regression were statistically significant. Conclusion T allele of
p22phox gene C242T polymorphism may be a risk factor for CHD.
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Risk factors of pulmonary arterial hypertension in Tibetan patients with congenital heart disease

QI Sheng—gui QI Guo-—
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Abstract: Objective

Tibetan patients with congenital heart disease( CHD) at high altitude. Methods

To explore the risk factors of the complication of pulmonary arterial hypertension( PAH) among

We retrospectively analyzed the composi—

tion of 115 PAH patients who were identified from 220 Tibetan CHD inpatients in Qinghai Cardiovascular Hospital during
Jan 2007 to Dec 2009 and analyze the risk factor of PAH in different type of CHD. Results Among the 220 CHD patients

115(52.27%) had PAH. PAH was found in 64. 65% of atrial septal defect( ASD) which was significantly both higher than
41.56% of the patients with ductus arteriosus( PDA ) (x* =9.312 P <0.005) and 43. 18% of ventricular septal defects
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