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Endothelium and Atherosclerosis
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Fig 1. Endothelial dysfunction and cardiovascular
disease
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Fig. 2. Responses of dysfunctional endothelium.
The endothelium is dysfunctional when it
is a regenerated state, in the presence of
hypercholesterolemia, hypertension, or
atherosclerosis, releasing less endothelium
—derived relaxing factor{ EDRF), whereas
the ability of the smooth muscle to con-
tract is unaltered, As a result, in endotheli-
al dysfunction smooth muscle contraction
predominates. In atherosclerosis, the pro-
duction of both EDRF and prostacyclin
(PG12) are reduced, and their synergistic
actions against aggregating plateles may
not occur, enhancing platelet aggregation.
This may lead to thrombus formation, en-
hanced vascular contraction, and atherog-
enesis. 5—TH, 5—hydroxytryptamine(ser-
otonin) : ADP, adenosine diphosphate ;
ATP, adenosine triphosphate ; TBA2, thr-
omboxane A2;MAO, monomine oxidase :
ms, inhibition, :synergism.( Reproduced wi-
th permission from Vanhoutte and Shimo-
kawa, Circulation 80 : 1, 1989.)
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