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[Abstract]  Objective: To investigate the relationship between risk factors and coronary heart
disease (CHD) as well as lesion severity. = Methods: Retrospective analysis was carried out in 486
patients (376 patients wtih CHD and 110 patients without CHD) who had suspected coronary heart
disease and received coronary angiography. Results: (1) Compared with non-CHD patients, CHD
patients showed higher levels of proportion of men, smoking, age, diabetes, alanine amino transferase,
direct bilirubin, serum creatinine, blood urea nitrogen, uric acid and fasting blood glucose and lower
levels of total bilirubin, albumin, albumin/globulin, high-density lipoprotein and apolipoprotein A-1.
After adjusted for other risk factors, men, older age, smoking, total bilirubin, direct bilirubin,
creatinine, fasting blood glucose and apolipoprotein A-1 were still related to CHD. (2) Apolipoprotein
A-1 was significantly related to Gensinis score, while fasting blood glucose was associated not only with
number of diseased coronary vessels but also with Gensini’s score. Conclusion: Men, older age,
smoking, total bilirubin, direct bilirubin, creatinine, fasting blood glucose and apolipoprotein A-1 are
independent correlative risk factors of CHD, meanwhile, fasting blood glucose and apolipoprotein A-1
also affect the severity of lesions in CHD.
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