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CLINICAL STUDY ON CHLORMADINONE ACETATE ALONE
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Twenty-four previously untreated patients with a diagnosis of prostatic cancer were treated with
chlormadinone acetate (CMA) alone (100 mg/day) for 4 weeks, and luteinizing hormone-releasing
hormone analogue (LH-RHa) was added for the next 24 weeks.

Marked decreases in blood LH, testosterone (T), prostate specific antigen (PSA), y-seminoprotein
(y-Sm), and prostatic acid phosphatase (PAP) were observed after a single dose of CMA. T levels
were significantly increased 3 days after the initial dose of LH-RHa, and did not return to the
pretreatment level. There were no significant increases in any of the markers, nor were there any flare-
up cases.

Triglyceride levels, which were slightly elevated before the start of treatment, were significantly
decreased 24 weeks after the completion of combined therapy. PSA was evaluated as partial response
(PR) or better in 86.7% of the patients. Overall evaluation showed PR or better in 75.0% of the
patients. These findings suggest that prior administration of CMA followed by combined
administration with LH-RHa is useful in the treatment of prostatic cancer. No negative effects on
lipid metabolism were observed at any time during the treatment period.

(Acta Urol. Jpn. 44: 525-532, 1998)
Key words: Prostate cancer, Combined androgen blockade, Lipid metabolism, Chlormadinone
acetate, Leuprorelin acetate
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Fig. 2. LH, T and PSA levels. LH and T levels were significantly
increased 3 days after the initial dose of LH-RHa.
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Fig. 3. Change in the blood level of DHEA-S. A marked decrease in

blood dehydroepiandrosterone sulfate (DHEA-S) as an adrenal
androgen was observed after a single dose of CMA.
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Fig. 4. Change in the blood level of T-chol and TG.

LP(a), LPO
(mg/di) (nMOL/ml)
meantS.D.
LP(a) Wilcoxon one sample test [6 LPO
(n=12) 757 (vs Pre-aw) (n=15)
*: p<0.05
w* : p<0.01
50 I | 14
LPO . T
25-{LP(a) " L -2
0

Pre-'4w olw

12w 24w

Fig. 5. Change in the blood level of Lp(a) and LPO.



530

WRRE 44% 75 19984

HDL-chol, LDL-chol

(mgrdl)
250+ mean+S.D. (n=15)
Wilcoxon one sample tes;t
(vs Pre-aw
200 *: p<0.05
150 ]
J LDL-Chol
100 - r I I
501 > 3 HDL-Chol
Prel-4w dw 1iw lelw

Fig. 6. Change in the blood HDL- and LDL-chol.

Table 1. Change in the blood levels of apolipoprotein (n=15, mean+8.D.)
(mg/dl) Pre-4 w Ow 12w 24w
Apo Al 129.3 £22.6 121.3 £26.8 127.4 £27.1 129.1 £21.5
All 29.9 £ 3.7 314 £ 56 334 £ 6.2 316 £ 5.3
B 115.3 £17.6 104.9 £25.3* 106.9 £27.1 108.1 £22.4
CII 3.87% 1.62 2,93+ 1.21%* 292+ 1.17** 299+ 1.27**
CIII 9.55+ 2.37 8.16+ 3.63* 8.45+ 3.20* 8.60t 2.95*
E 5.57t 2.18 483+ 1.46* .5.14% 1.74 5.35%t 1.99

*p<0.05, **p<0.01, Wilcoxon one sample test (vs Pre-4 w).
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