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Abstract Objective To predict the severity of coronary artery lesion with coronary heart disease (CHD) complicated with diabe-
tes mellitus (DM ). Methods Two hundred and thirty eight cases of coronary heart disease patients, including 119 patients with diabetes
mellitus (study group), 119 cases without diabetes ( control group) were combined. The clinical data, laboratory test results, the results
of coronary angiographywere compared between two groups. Results There were no significant differences in clinical data or the lipid lev-
els between two groups (P >0.05). The incidence of three branches lesion of coronary artery was higher (P =0.000). The incidence of
two branches/left main coronary artery lesion had no significant difference (P >0.05). But the incidence of single vessel coronary artery
disease in the observation group was lower than the control group (P <0.05). The observation group gained higher proportions of left an-
terior descending artery, the left circumflex artery and the right coronary artery stenosis as compared with the control group (P <0.05),
which reflects that the severity of the observation group Gensini scores were higher (P =0.000). The Gensini scores were higher in the ob-
servation grou( P =0.000). Conclusion The coronary artery lesion is more severer in patients with CHD complicated with DM.
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