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Fig. 1 The tumor cells exhibited a sparse cytoplasm and displayed a small, round morphology.
Immunohistochemical staining revealed that INSM1 was positive, while the Ki-67

labeling index was between 60% and 70%.
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Fig. 2 Plain chest and abdominal CT scans revealed the presence of mass lesions in the para—
aortic lymph nodes, liver, lungs, and pleura. Baseline and best response imaging findings
are presented.
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Fig. 3 Oral administration of 6 g/day of NaCl was continued for 20 days.
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PRIMARY SMALL CELL CARCINOMA OF THE RENAL
PELVIS COMPLICATED BY SIADH: A CASE REPORT
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HIDEKAZU NISHIZAWA, RYOMA KURAHASHI, TAKANOBU MOTOSHIMA,
YOJI MURAKAMI, JUNJI YATSUDA axo TOMOMI KAMBA

Department of Urology, Faculty of Life Sciences, Kumamoto University, Kumamoto, Japan

Abstract :

A 69-year-old female patient was referred to our department in January 20XX after an abdominal CT
scan in December of the previous year revealed a mass lesion in the upper pole of the left kidney. A
biopsy confirmed the diagnosis of urothelial small cell carcinoma. Consequently, in March of the same
year, the patient underwent laparoscopic left nephroureterectomy with lymphadenectomy, and the patho-
logical examination reaffirmed the diagnosis of urothelial small cell carcinoma.

In October of the same year, a follow—up CT scan revealed multiple liver metastases, lung metastases,

lymph node metastases, and pleural dissemination.

Blood tests indicated a significant increase in tumor

markers. In addition, a low serum sodium level was observed, leading to the diagnosis of SIADH (Syn-
drome of Inappropriate Antidiuretic Hormone secretion) due to ectopic ADH secretion associated with

the tumor.

Beginning in November of the same year, the patient was treated with EP (Etoposide and Cisplatin)
therapy for the postoperative recurrence of urothelial small cell carcinoma, while oral NaCl was adminis-
tered to manage SIADH. The EP therapy was effective in the reduction of metastatic lesions and rapid

improvement of SIADH.

After completing 18 courses of EP therapy, the patient developed treatment resistance, prompting the
initiation of Amrubicin. Notably, there was no relapse of SIADH during this period. The cause of SI-
ADH is suggested to be ectopic ADH production due to small cell carcinoma, indicating that in patients
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with small cell carcinoma who present with hyponatremia, it is essential to consider and investigate SI-
ADH. (Nishinihon J. Urol. 88 : 34-38, 2025)
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