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Abstract: Erectile dysfunction (ED) is the most common sexual dysfunction in adult men, its incidence increases with
the age of men, which seriously affects the quality of life of patients. Many factors can cause ED, but its specific pathogenesis
is still not fully understood. According to the etiology, ED can be divided into three categories: psychosomatic, organic and
mixed. Vascular ED has attracted more attention in recent years. With the deepening of research, it is found that vascular en—
dothelial cells would be damaged in the process of chronic diseases of various systems, and the incidence of ED in these pa—
tients with chronic diseases is also higher than that in the control group. At present, the reasons for the high incidence of ED

in patients with chronic diseases are not fully understood,but many reports indicate that vascular factors are the main cause.

This article reviews the research progress of the impact of some common clinical diseases on vascular ED.
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COPD AH2CHY ED B9 R 2 i OGB4 m]
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REZ REMRE 25 112 1 S 456 S2 A i e 9], DT ele 2
SER TN 5 (3) N K e & AL R . Gong % AMF5E
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