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CLINICAL STUDIES ON MORPHOLOGICAL CHANGES OF
PROSTATES OF PATIENTS WITH BENIGN PROSTATIC
HYPERTROPHY AFTER ANTIANDROGEN THERAPY

—BY MEANS OF TRANSRECTAL ULTRASONOTOMOGRAPHY—

Kazuhiro Suzuki, Yoshio Ichinose, Katsuyoshi Hashimoto,
Kazuhisa Matsumoto, Takanori Suzuki, Kyoichi Imai
and Hidetoshi Yamanaka
From the Department of Urology, Gunma University School of Medicine

Transrectal ultrasonotomography is useful in following patients with benign prostatic hyper-
trophy, because prostatic shape and weight are precisely assumed. We studied the effect of chlor-
madinone acetate (CMA) on benign prostatic hypertrophy.

CMA (50 mg/day) was administered to 30 patients with benign prostatic hypertrophy. Weight
reduction over 10% of the gland was noticed in 24 cases (80% ). Mictional conditions were im-
proved in 70% subjectively and in 71.4% objectively. However, the number of nocturia decreased
in only 18.9%. Reduction rate of the weight was unrelated with the weight of prostate before
administration of CMA.,

Duration of administration of CMA and the reduction rate were estimated. There was no
definite difference in reduction rate for the first 15 months, but there was a slightly high reduction
rate after administration of CMA for more than 24 months.

In 3 cases, the shape and weight of prostate were studied after discontinuation of CMA. The

size of prostate showed a tendency to increase gradually.
(Acta Urol. Jpn. 36: 557-560, 1990)
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Duration of administration of CMA and weight reduction rate
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Fig. 2. Prostatic weight before administration of CMA
and weight reduction rate
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Fig. 3. Change of weight reduction rate after
administration of CMA
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Fig. 4. Prostatic change after discontinuation of CMA
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