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Fig. 1 CT shows para-aortic lymph node metastasis and bilat-
eral hydronephrosis.

& 24, NSE 270 ng/ml, proGRP 12914 pg/ml & A3
% LR ZRD . MAN T EE L 72 hMR R AT
REZ BRALAS 2 <, BRIRIY NEPC &0 L7z,

FZIW 213 #2212 CBDCA + VP-16 12 X A iE# % B
L7z %28, ZWEF® Adenocarcinoma (28 L Tk
LHRH 7 7= A M HANZ X 5 N5 RE % kG L 72.

BB BHE L 3 — AT IS CTNSE 9.7 ng/ml,
proGRP 226.2 pg/ml & FEWZAKT L7z CT THEEKR
IR > NEIRRE OMi/NE RO PR LHIE L 72s 2D
43— 2A0HKG5 % KT L72EE T, NSE 9.7 ng/ml,
proGRP 41.5pg/ml & Wb IERILL, W%l
FEHATHE/N 2 HERE L Qe oo i/ NGB 7o b o
WL, —HALSRETOBRBEIIRTEL, 7+0—
Ty TOREE LT 7 =Ty 77O bane LT
17 HEOEE~— 71— 0OHl%E L 35 HiED WBMRI
ATH Figt & Lico ALk 1A HH, 47 HHD
WBMRI TR LM/ N R L CB Y, Z oI
=N —DOLAERD o707 1 A HO WBMRI
THEHBA DR b &3 5 L3RR = 2o 72 (Fig.
2)o HESERIZZIZFEO TH 59, NSE 1£9.1ng/
ml & IEHHETH - 725, proGRP 1 103.3 pg/ml & 4
AR FRDTz . PRI L3N AR L T
7o7z8, BHZNRZE D A DOIFFEMAT L 57 L, SiEs
ATo 720 2N 3 7 A B WBMRI 12 T 5

Fig. 2 WBMRI shows multiple brain metastases.
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Fig. 3 WBMRI shows metastatic recurrence
of left internal iliac lymph node and left
common iliac lymph node.
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NEUROENDOCRINE PROSTATE CANCER WITH LONG-TERM DISEASE
CONTROL USING FOLLOW-UP WHOLE-BODY MRI (WBMRI) AND
CBDCA+VP-16: A CASE REPORT

TAKUMI IKAI KENSHIRO TAKEMOTO, YUKI KOHADA, TETSUTARO HAY ASHI,
YUSUKE IMURA, YUKINOBU SHIMADA, YUGO MATSUBARA, EISUKE WATANABE,
TOMOYA HATAYAMA, HIROYUKI SHIKUMA, KAZUMA YUKIHIRO,
KYOHSUKE IWANE, RYO TASAKA, TAKAFUMI FUKUSHIMA, MIKI NAITO,
SHUNSUKE MIYAMOTO, KOHEI KOBATAKE, HIROYUKI KITANO, KEISUKE GOTO,
KENICHIRO IKEDA, AKIHIRO GORIKI, KEISUKE HIEDA axpo NOBUYUKI HINATA

Department of Urology, Graduate School of Biomedical and Health Sciences,
Hiroshima University, Hiroshima, Japan

Abstract :

A 76-year-old male with a PSA level of 115 ng/ml was diagnosed with prostate cancer (¢T4NOMO,
Gleason score 5+4). First, hormonal therapy and radiotherapy were indicated, and treatment response
was good. However, two years later, the patient was taken to the emergency room due to sudden se-
vere lower back pain. CT scan showed multiple bone and lymph node metastases. We diagnosed neu-
roendocrine prostate cancer (NEPC), because of the high level of NSE (270 ng/ml) and proGRP (12914
pg/ml), and low level of PSA (0.015 ng/ml). We introduced four cycles of CBDCA and VP-16, and the
imaging efficacy was PR, with serum proGRP level becoming normalized. After that, untreated follow—
up was conducted using imaging and tumor markers according to the small cell lung cancer treatment
protocol. After seven stable months, serum proGRP level was elevated and multiple brain metastases
were observed on whole-body MRI (WBMRI), and whole-brain radiation therapy was performed. The
brain metastases had disappeared three months after whole-brain radiation therapy, however new lymph
node metastasis and elevation of proGRP levels were observed. CBDCA and VP-16 were reintroduced.
The condition of the patient has progressed without any further setbacks following chemotherapy in the
20 months since treatment initiation. We have experienced a case of NEPC where long-term disease

control was achieved using WBMRI imaging and chemotherapy.
(Nishinihon J. Urol. 86 : 50-55, 2023)
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