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The relationship of lesions of coronary arteries with their
symptoms and prognosis in elderly patients of diabetes

mellitus concomitant with coronary artery disease
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[Abstract] Objective To investigate the relation of the lesions of coronary arteries with their symptoms and
prognosis in elderly patients suffering from type ]l diabetes mellitus(DM) combined with coronary artery disease( CAD).
Methods  All patients were divided into two groups . DM group included 100 elderly patients suffering from DM com-
bined with CAD, non-DM group included 102 elderly CAD patients without DM. According to the results of coronary
artery angiography, Holter, and main cardiac adverse event (MACE), we analyzed the character of coronary lesion, the
character of ischemia, the rate of serious arrhythmia and the rates of MACE . Results The rates of multiple vessel dis-
ease and diffuse lesions in DM group was significantly higher than those in non-DM group(42. 0% vs 18. 6%, P<<
0.001; 37% vs 23.5% ,P<C0. 05). The results of Holter were as follows: the freguency of ischemia in 24 h, the am-
plitude of ST segment depression, the total time of ST segment depression, the average time of ischemia, and the rate of
serious arrhythmia in DM group were higher than those in non-DM group((5. 9+ 1. 7) times vs(3.2+0.9) times,
(2.840.7)mm vs (1, 8£0.5)mm, (56.1+5. 2)min vs (33. 4+ 2. 8)min, (11.3+3. 1) min vs (6. 2+ 1. 8) min,
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and 54. 0% vs 26.5% 3 P<0.05, P<C0.05, P<0.05, P<(0.05, and P<<0.001), respectively). The rates of typi-

cal angina pectoris with ischemic stroke in DM group were lower than those in non-DM group(8.0% vs 19. 6%, P<<
0.05). The rates of MACE during follow up in DM group were higher than those in nonDM group(10% vs 4. 9%,
P<C0.05). Conclusion The rate of multiple vessel disease in the elderly patients with DM combined with CAD is high-

er than that in the non-DM patients. The freguency of ischemia, the degree of ischemia, the total time of ischemia, and

the rate of serious arrhythmia detected by Holter were higher in the patients with DM combined with CAD than in the

CAD patients without DM, but their rate of typical angina pectoris with ischemic stroke was lower and their rates of

MACE were higher than in the CAD patients without DM.
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