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The clinical and morphologic effects of left-sided CHF 
are a consequence of passive congestion (blood backing 
up in the pulmonary circulation), stasis of blood in the 
left-sided chambers, and inadequate perfusion of down-
stream tissues leading to organ dysfunction.
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Whatever its basis, CHF is characterized by variable 
degrees of decreased cardiac output and tissue perfusion 
(forward failure), as well as pooling of blood in the venous 
capacitance system (backward failure); the latter may cause 
pulmonary edema, peripheral edema, or both.
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