
Vasculogenic The most common organic cause of ED is a
disturbance of blood flow to and from the penis. Atherosclerotic or
traumatic arterial disease can decrease flow to the lacunar spaces,
resulting in decreased rigidity and an increased time to full erection.
Excessive outflow through the veins despite adequate inflow also
may contribute to ED. Structural alterations to the fibroelastic
components of the corpora may cause a loss of compliance and
inability to compress the tunical veins. This condition may result from
aging, increased cross-linking of collagen fibers induced by
nonenzymatic glycosylation, hypoxemia, or altered synthesis of
collagen associated with hypercholesterolemia.

Neurogenic Disorders that affect the sacral spinal cord or the
autonomic fibers to the penis preclude nervous system relaxation of
penile smooth muscle, thus leading to ED. In patients with spinal
cord injury, the degree of ED depends on the completeness and
level of the lesion. Patients with incomplete lesions or injuries to the
upper part of the spinal cord are more likely to retain erectile
capabilities than are those with complete lesions or injuries to the
lower part. Although 75% of patients with spinal cord injuries have
some erectile capability, only 25% have erections sufficient for
penetration. Other neurologic disorders commonly associated with
ED include multiple sclerosis and peripheral neuropathy. The latter is
often due to either diabetes or alcoholism. Pelvic surgery may cause
ED through disruption of the autonomic nerve supply.

Endocrinologic Androgens increase libido, but their exact role in
erectile function is unclear. Individuals with castrate levels of
testosterone can achieve erections from visual or sexual stimuli.
Nonetheless, normal levels of testosterone appear to be important
for erectile function, in which the upregulation of nitric oxide synthase
and the nitric oxide cascade is optimized (Fig. 397-1A). Androgen
replacement therapy can improve depressed erectile function when it
is secondary to hypogonadism; however, it is not useful for ED when
endogenous testosterone levels are normal. Increased prolactin may
decrease libido by suppressing gonadotropin-releasing hormone
(GnRH) resulting in decreased testosterone levels. Treatment of


