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A 59-year-old man was diagnosed with clinical stage D1 poorly differentiated prostatic
adenocarcinoma (PAC). The patient was treated with total androgen blockade therapy. The tumor
recurred 18 months later. Digital rectal examination revealed a large, stony-hard prostate. The
serum PSA level was within normal limits. Pathological examination of the prostate revealed
conventional adenocarcinoma with large numbers of neuroendocrine (NE) cells. The patient died 3
months after the diagnosis of PAC with NE differentiation, 22 months after the initial diagnosis of

prostate cancer.

(Acta Urol. Jpn. 44: 113-116, 1998)
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Fig. 1. A; Before the treatment, MRI indi-
cated prostatic tumor. Intrapelvic
lymph node metastasis (arrow) was
suspected. B; Ten months after TAB
therapy, MRI revealed regression of
prostatic tumor. C; Eighteen months
after the treatment, CT scan indicated
recurrence of prostatic tumor.
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A poorly differentiated prostatic cancer
with numerous NE cells visualized by
means of NSE immunoreactivity (left).
Chromogranin A positive cells are also
identified by means of anti-chromogra-
nin A stain (right).
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Table 1. Reports of prostatic cancer with neuroendocrine differentiation in Japan
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