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CLINICAL USEFULNESS OF CHLORMADINONE ACETATE AS AN
ALTERNATIVE ANTIANDROGEN THERAPY FOR PROSTATE
CANCER RELAPSE AFTER COMBINED
ANDROGEN BLOCKADE THERAPY
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We prospectively studied the usefulness of chlormadinone acetate (CMA) as an alternative therapy for
prostate cancer relapse after combined androgen blockade (CAB) therapy. Sixteen patients with relapsed
prostate cancer after treatment with CAB, including surgical or medical castration and nonsteroidal
antiandrogens, 80 mg bicalutamide daily or 375 mg flutamide daily, were enrolled.  After discontinuing the
antiandrogen for evaluating the patient for the antiandrogen withdrawal syndrome, we administered 100 mg
CMA daily as alternative antiandrogen and estimated its effect. Four patients showed a =>50% decline in
prostate-specific antigen (PSA) levels and another 4 patients showed a <<50% decline in PSA levels but
residual 8 patients showed no decline in PSA levels.  In 8 patients with a decline in PSA levels, the median
duration of alternative CMA therapy was 11.4 months. Patients with a PSA level of <1 ng/ml at the start
of CMA therapy showed the tendency of decline in PSA levels. In contrast, patients with a nadir PSA level
of 2> 0.2ng/ml during pretreatment showed no effectiveness of the alternative CMA therapy. The
alternative CMA therapy may be useful in a part of patients with prostate cancer relapse after CAB therapy.

(Hinyokika Kiyo 55 : 199-203, 2009)
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Table 1. Clinical characteristics of the enrolled patients

Age (year) 74.7%7.0 (59-83)
PSA (ng/ml) at diagnosis 118 +98 (0.9-330)

Clinical stage B2:4,C:3,D1:1,D2:8

T factor T2:6,T3:9,T4:1

N factor NO: 11,N1:5

M factor MO: 8, M1:8

EOD score 0:9,1:4,2:2,3:1,4:0

Histological differentiation Well : 2, moderately : 7, poorly: 7

Gleason sum 6:1,7:4,8:4,9:4, unknown: 3
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Fig. 1. Temporal change in PSA among three
groups divided by PSA value at the start of
CMA therapy, (A) PSA <1ng/ml, (B) 1
ng/ml <PSA <5ng/ml, (C) 5ng/ml <
PSA. Note the different range of PSA in
each ordinate axis.
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Table 2. Association between clinicopathological variables

Table 3. Comparisons of times for various events in
decreased group and increased group of PSA
change

PSA change

Decrease Increase

Time from the start of pre CBA to
PSA nadir

Time from PSA nadir to PSA relapse 484*568 260 %358

Time from the start of pre CBA to
CMA start P 1,070=518 796+ 704

304+214 168+ 92

and PSA change
PSA change
Variables Decrease Decrease
of 250% of <50% Increase

PSA nadir during pretreatment (ng/ml)

<0.2 4 4 2

0.2< 0 0 6
PSA level at the start of CMA treatment (ng/ml)

<1 3 2 1

1<<5 0 9 9

5< 1 0 5
Histological differentiation

Well 1 1 0

Moderately 2 1

Poorly 1 2 4
Clinical stage

B 1 0 3

C 0 2 1

D 3 2 4

(days)
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