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A CASE OF RAPIDLY PROGRESSIVE METASTATIC CASTRATION-
RESISTANT PROSTATE CANCER : DURABLE. CONTROL BY
EARLY INDUCTION OF CARBOPLATIN AND PACLITAXEL
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A 60-year-old man visited the previous hospital with difficulty of urination in July 2004. Serum
prostate specific antigen (PSA) was 5.4 ng/ml and he was diagnosed with prostate adenocarcinoma, Gleason
Score 4+4 =38, cT'1cNOMO. Although radical prostatectomy was recommended, he refused any treatment
and never visited that hospital again. He was admitted to our hospital for exacerbation of dysuria with anal
pain newly appeared in March 2005, when it was found that his disease had progressed to ¢T4NOMI1b
(thoracic spine, sacroiliac joint and ischium). Serum PSA decreased and the primary lesion shrunk after
androgen deprivation therapy (ADT), whereas the left ischial lesion enlarged and serum carcinoembryonic
antigen (CEA) and alkaline phosphatase (ALP) were elevated. For the castration-resistant progression, 30
Gy of local irradiation to the left ischial lesion and systemic chemotherapy with carboplatin (CBDCA) and
paclitaxel (PTX) were administered, which led the patient to complete radiological and biochemical
remission. The chemotherapy was discontinued in 2009 after the 18th course, and then ADT was also
discontinued in 2010. The patient remains free from radiological or biochemical evidence of disease at the
latest follow up in December 2014,

(Hinyokika Kiyo 61 : 369-373, 2015)
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Fig. 1. Pelvic CT scan images. A ; pretreatment.

B ; after androgen-deprivation therapy alone, C ; after 30 Gy

irradiation to ischial lesion and 4 courses of CBDCA +PTX systemic chemotherapy. D ; latest (4 years

after discontinuation of ADT).
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Fig. 2. "™Tc-bone scan images. A ; pretreatment.

B; latest (4 years after discontinuation of
ADT).
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Fig. 3. Clinical course of the present case. RTx:
Radiotherapy. Each arrowhead indicates a
course of CBDCA + PTX chemotherapy.
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