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Figure 100 Coronary stenosis severity
prior to acute myocardial infarction as
evaluated by serial angiographic exami-
nation.
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I to years before infarction.
Ml (Adopted from Ref. 2)

= Figure 20 Colocalization of Fas with
= apoptotic SM cells in human carotid
atherosclerotic plaques.

Human atherosclerotic plaques were
stained by TUNEL and then analyzed
immunohistochemically with anti-Fas,
anti-a-SM actin. Parallel sections were
stained with anti-CD3 antibody.

A: Control section stained with irrelevant

mouse 1gG.
- F B: TUNEL+anti-Fas.
T C: Anti-CD3.
D: TUNEL+anti-a-SM actin.
- (Adopted from Ref. 26)
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Figure 30 Contribution of bone marrow
derived progenitor cells to atherosclerosis.
Bone marrow give rise to vascular progeni-
tors that contribute to hyperlipidemia-
induced atherosclerosis (left), post-
angioplasty restenosis (middle), and trans-
plant-associated arteriosclerosis (right).
(Adopted from Ref. 30)
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Figure 40 Possible useful-
ness of bone marrow derived
progenitor cells to diagnose
and treat vascular diseases.
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M echanism of Plaque Rupture: Consensus and Controver sy
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The acute coronary syndrome encompasses a spectrum of conditions including acute myocardial infarction, unstable
angina, and to some extent, sudden cardiac death. The pathophysiology of acute coronary syndrome is related to erosion
or rupture of vulnerable plague leading to intracoronary thrombosis as a result of activation of the coagulation cascade
and platelet aggregation. While vulnerable plaques are characterized by existence of lipid-rich core, infiltration of
inflammatory cells, decrease in smooth muscle cell number and collagen content, and enhanced expression of cytokines
and chemokines, the pathogenesis of plaque destabilization remained unknown. This review summarizes current contro-
versial roles of apoptosis and neovascularization in plaque destabilization. (3 Jpn Coll Angiol, 2004, 44: 319-324)
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