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CARBOPLATIN PLUS IRINOTECAN INDUCED PARTIAL RESPONSE
IN A PATIENT WITH SMALL CELL CARCINOMA
OF THE PROSTATE ; A CASE REPORT
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An 80-year-old man with prostate cancer receiving hormone therapy presented with urinary retention.

The computed tomographic scan showed metastases to the lung, liver, and lymph nodes, as well as increased
prostate volume. Transurethral resection of the prostate (TURP) was performed, and the resected specimen
was pathologically found to be a small cell carcinoma of the prostate. The patient was treated with a

combination of carboplatin and irinotecan, and achieved a partial response : size reduction of the prostate
and the metastatic lesions, and decreased neuron specific enolase (NSE) level. The chemotherapy with

carboplatin and irinotecan is reported to have fewer serious adverse effects, and equivalent efficacy to the
cisplatin/etoposide chemotherapy. Therefore, this regimen could also be a treatment option for the patients

with small cell carcinoma of the prostate.

(Hinyokika Kiyo 60: 39-43, 2014)
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Fig. 1. (a): Hematoxyn-Eosin stain and immunohistochemical examination of the TURP specimen show a

predominant small cell pattern (PSA negative and synaptophysin positive).  (b): Microscopic view of the
biopsy at the initial diagnosis shows mixed type of small cell and adenocarcinoma (PSA positive and

synaptophysin positive).
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Fig. 2. (a): Pre-chemotherapy, (b) Post-chemotherapy ; CT shows the size reduction of the
prostate after 2 courses of the chemotherapy.
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Fig. 3. Clinical course and laboratory results of PSA and NSE level.
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Table 1. Previously reported cases of small cell prostate cancer treated with irinotecan and carboplatin
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