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CHANGES IN SERUM PROSTATE SPECIFIC ANTIGEN AND TESTOSTERONE
LEVELS AFTER CHLORMADINONE ACETATE TREATMENT
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In this prospective multicenter study, we investigated the changes in serum prostate-specific antigen
(PSA) and testosterone levels after treatment with antiandrogen chlormadinone acetate (CMA) in patients
with benign prostatic hyperplasia (BPH). The inclusion criteria for the patients were as follows : PSA value
of <10 ng/ml, maximum urine flow rate of <15 ml/s, estimated prostate volume of =20 ml, International
Prostate System Score (IPSS) of 28, and IPSS-quality of life (QOL) index of =2.  Of the 115 patients who
registered, 114 qualified for this study. The patients were treated with CMA (50 mg/day) for 16 weeks ; this
was followed by a no-CMA phase of 32 weeks.  When compared with the baseline PSA level, the levels at 8
and 16 weeks of treatment had decreased by 56.4% (95% confidence interval [CI], 51.1-1.2) and 57.6%
(95% CI, 52.3-62.4), respectively.  Similarly, when compared with the baseline testosterone level, the levels
at 8 and 16 weeks of treatment had decreased by 90.1% (95% CI, 87.8-91.9) and 84.4% (95% CI, 80.7-87.
4), respectively. After treatment discontinuation, the PSA levels gradually increased and returned to
baseline in 32 weeks. However, the testosterone levels returned to baseline in only 8 weeks. Although
patients over 80 years of age showed a gradual decrease in these levels when compared with younger patients,
the changes in the levels of PSA and testosterone were not affected by age. Thus, in order to use
antiandrogen agents including CMA for treating BPH, we need to determine the PSA value that converted it
into double.

(Hinyokika Kiyo 57: 177-183, 2011)
Key words : Benign prostatic hyperplasia, chlormadinone acetate, prostate specific antigen, testosterone,
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Table 1.Patient characteristics at baseline

Item Category N (%)
Number of subjects 114
Prior treatment for BPH No 23 (20.2)
Yes 91 (79.8)
Age (years) 50 to <65 14 (12.3)
65 to <70 14 (12.3)
70 to <75 39 (34.2)
75 to <80 27 (23.7)
80< 20 (17.5)
Mean +=SD 73.0%+6.8
Median 73
Range (min-max) 57-89
Inpatient/Outpatient Inpatient 1(0.9)
Outpatient 113 (99.1)
Cardinal symptom Dysuria 98 (86.0)
Others 11 ( 9.6)
None 5( 44
Concomitant disease No 82 (71.9)
Yes 32 (28.1)
Hypertension 19 (16.7)
Diabetes mellitus 7(6.1)
Hepatitis C 2( 1.8
Gastric ulcer 2( 1.8
Arrhythmia 2( 1.8
Others 9(7.9)
History of other disease  No 73 (64.0)
Yes 41 (36.0)
Pretreatment drug No 23 (20.2)
Yes 91 (79.8)
a1-Blocker 91 (79.8)
Anticholinergic agent 9(7.9)
Cernitin pollen extract 3(26)
PSA (ng/m 1) <20 19 (17.8)
2.0< to 4.0 31 (29.0)
4.0< t0 6.0 22 (20.6)
6.0< to 10.0 31 (29.0)
10.0< 4 (3.7
Prostate volume (m) 20 to <30 22 (20.2)
30 to <40 18 (16.5)
40 to <55 31 (28.4)
55 to <80 29 (26.6)
80< 9(8.3)
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Fig. 1. Least square means and standard errors of serum PSA and testosterone levels during CMA treatment and
after treatment discontinuation. The levels were measured at before treatment; 8 and 16 weeks after
treatment ; and 8, 16, and 32 weeks after treatment discontinuation (presented as Baseline, T8w, T16w,
D8w, D16w, and D32w). All estimates were calculated by repeated measures analysis of variances.
Comparison between posttreatment and baseline data was carried out using Dunnett type multiple

comparison test.
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Fig. 2. Decrease in serum PSA and testosterone levels by CMA treatment.  Point estimates and 95% Cls were
calculated by repeated measures analysis of variances.
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Fig. 3. Change in PSA and testosterone levels by age.
point was calculated by repeated measures analysis of variances.
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Fig. 4. Changes in PSA and testosterone levels by baseline PSA.  Least square mean of percentage of baseline

data at every time point was calculated by repeated measures analysis of variances.

P values of the test for

interaction effect between subgroup and time are shown.
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