
■ PATHOPHYSIOLOGY
The upright posture imposes a unique physiologic stress upon
humans; most, although not all, syncopal episodes occur from a
standing position. Standing results in pooling of 500–1000 mL of
blood in the lower extremities, buttocks, and splanchnic circulation.
The dependent pooling leads to a decrease in venous return to the
heart and reduced ventricular filling that result in diminished cardiac
output and blood pressure. These hemodynamic changes provoke a
compensatory reflex response, initiated by the baroreceptors in the
carotid sinus and aortic arch, resulting in increased sympathetic
outflow and decreased vagal nerve activity (Fig. 21-1). The reflex
increases peripheral resistance, venous return to the heart, and
cardiac output and thus limits the fall in blood pressure. If this
response fails, as is the case chronically in orthostatic hypotension
and transiently in neurally mediated syncope, hypotension and
cerebral hypoperfusion occur.


