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[ABSTRACT] Aim To study the expression of CD34 mn hum an coronary atherosclerotic lesions and the correlation

beween the expression of CD34 and the lesion types of coronary atherosclerosis the degree of lum inal stenosis and its sig-

Comonary A therosclerosis Inm unoh istology

nificance. M ethods 312 of coronary artery tissue sanples were selected in 53 cases of autopsy ~ Coronary athero-
sclerotic lesion and its types were diagnosed by lichtm icroscopg and CD34-positive m icrovessels and CD68-positive m acro-
phages I coronary atherosclerotic lesion were counted by mm unoh istochem istry Results CD34-positive m icrovessels
in intina of coronary atherosclerotic lesions were increased w ith progress of coronary atherosclerotic lesions and aggravation
of hm mal stenosisw ith positive correlation (r= Q 344 r=Q 284 P< Q 01), respectively and the nunber of CD34-pos-
itive m icrovessels had sign ificant differences bew een early lesions( typeiv-@) and advanced lesions ( @-v, P< Q 05);
The number of CD34-positive m icrovessels had significant difference beween nomal cholesterol and hypercholesterolan ia
(P< Q 05); CD68-positive macrophages in intima of coronary atherosclerotic lesionsmainly distrbuted around the CD34-
positive blood m icrovessels and had positive correlation w ith CD34-positive m icrovessels(r= Q 303 P < Q 01).
Conclusion CD34-positive neom icrovessels m mtma of hum an coronary atherosclerosis are mcreased along w ith the pro-
gress of coronary atherosclerotic lesions and the aggravation of lum inal stenosis and the increased infiltration of CD68-post

tive m acrophages and hypercholesterolem ia facilitate angiogenesis in atheram atous plaque of coronary atherosclerosis
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