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Eight patients with recurrent prostate cancer were treated with Etoposide and CDDP or Etopo-
side alone. Etoposide was administered at a dose of 20~50 mg/m?/day for 5 consecutive days and
CDDP was administered at a dose of 30~50mg/m? on the first day. Treatment was repeated
every 3 or 4 weeks. Patients who were treated with combination chemotherapy (Etoposide+CDDP)
were those with no hematological abnormalities, no renal dysfunction and good performance status.
Three patients were treated with Etoposide and CDDP and five were treated with Etoposide alone.

Clinical evaluation was as follows: 3 patients (2 with Etoposide and CDDP, 1 with Etoposide
alone) had PR (37.5%) and 5 patients had PD (62.5%). We obtained the impression that lesions
of soft tissue metastasis responded well to this chemotherapy and that this combination chemotherapy
was more effective than Etoposide alone.

Major complications were myelosuppression, gastrointestinal upset and loss of hair. However,
they were tolerable in patients with good performance status. This combination chemotherapy
(Etoposide+CDDP) seems to be worth further clinical trials to patients who were tolerable.

(Acta Urol. Jpn. 37:1499-1503,1991 )
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Table 1. Regimen of combination
chemotherapy
Etoposide
20~50 mg/m?/day  day 1~5
CDDP

30~50 mg/m?/day
every 3 or 4 weeks

day 1

Table 2. Characteristics of patients and clinical effects

h®n X ge ®H F &

o % VB MRS B . Etoposide CDDP Tk
AW S ALK MM Bok-SOn BERCI2 B oear mBM AR PS WE MM 2:RC
1 78 D2 poorly 5Mo H+R 40mg/day 3 70 mg 3 PR CR r‘}(gﬁ 0-0 PR 4Mo 1:13Mo
2 76 C  moderately 12 H+C 2040 7 - - - - SR 42 PR 4 2:4Mo
3 76 D2  poordy 35 H+C 70 2 50 2 Ne ok PR — 00 PR 6 1:6Mo
4 8¢ D2 moderatly 21 H+E 40 3 - — — N B2 mm o3 @ — 2:M0
5 72 D2 will U1 H 50 2 70 1 nc o B2ED Bk 00 D - 1ioMo
6 6 B2 well 34 H+R 40 1 - - N — B~ o - 2:6Me
7 8 D2 moderately 18 H+C 30 1 - - — nN fP2 mE 13 PP - 2:4Mo
8 77 D2 moderately 22 H 30 t - — — m B mwm o2 e — 7%

H : hormone therapy C:chemotherapy E : Estracyt R :radiation
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1. BEOHEFRRT (Table 2)
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Fig. 1. CT of the liver and the lung. Upper figures show multiple liver

metastasis and solitary pulumonary metastasis (pre-treatment).
Lower figures are CT of after 4 courses of chemotherapy. The
liver lesions disappeared and the pulmonary lesion diminished

in size.
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