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CLINICAL EXPERIENCE WITH OXENDOLONE
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Forty-three patients with benign prostatic hyperplasia were treated with weekly i.m. in-

jections of 400 mg oxendolone for 12 weeks.
Residual urine was

The subjective symptoms were improved in 83% of these patients.

decreased significantly and Qmax was increased by this treatment.
whereas the levels of LDL, total

Serum VLDL level was suppressed significantly,
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cholesterol, HDL-cholesterol and trigricerides were changed little. Atherosclerotic index

and the ratio of (total cholesterol — HDL-cholesterol) to (HDL-cholesterol), was not influenced

by the treatment. No severe side-effect was found.

These findings suggest that oxendolone is the drug of choice for non-surgical treatment

of benign prostatic hyperplasia.
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