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Figure 3. Atherogenic mechanisms of mito-
\ chondrial dysfunction. Various agents associ-
— ated with vascular pathophysiology induce
mitochondrial dysfunction and increase ROS
production. Mitochondrial dysfunction leads to
decreased aerobic capacity, a strong predictor
of mortality. Increased mitochondrial ROS pro-
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. duction causes endothelial dysfunction/apopto-

e sis and VSMC proliferation/apoptosis, leading
to the development of atherosclerosis. Apopto-
Mitochiondrial dyshunction sis of VSMCs and macrophages caused by
enhanced ROS production affects atheroscle-
rotic lesion progression and may cause plaque
S rupture. The figure also depicts the interplay
between mitochondrial dysfunction and ROS
\ production. CVD indicates cardiovascular
Endothelial apoptosis/ disease.
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