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(A)

(B)

Fig. 1 Abdominal enhanced computed tomography early phase (A) and excre-
tory phase (B) reveal that partial contrast effect on the left renal pelvis
wall and findings of suspected metastasis in the L1 vertebra and left

renal hilar lymph node.

(B)

Fig. 2 Computed tomography (A, B) shows multiple lung metastases and enlargement of the primary tumor and lymph node
metastases ; the treatment course is shown in (C).
dotted line : CRP solid line: SCC
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Fig. 3 Computed tomography at 2 months (A) and at 9 months (B) after en-
fortumab vedotin administration shows a shrinking trend in both meta-

static and primary lesions.

d
mg/’l“"‘ Gemocitabine + Cisplatin _
20

20

30

60

90 120 150 180 210

Enfortumab Vedotin

ng/mlL
120
100

80

60

40
SCC 42

CRP0.29

20

Days since treatment (day)

Fig. 4 Changes in SCC and CRP levels following chemotherapy
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A CASE OF METASTATIC UROTHELIAL CARCINOMA WITH
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Abstract :

Case: An 80-year-old male. In September of year X, he presented to our hospital with gross hematu-
ria. At the time of presentation, the gross hematuria had subsided, and neither cystoscopy nor plain CT
imaging revealed any abnormal findings, so he was observed at home.

In January of year X+1, he presented with gross hematuria and left flank pain. Plain CT imaging
showed that the upper pole parenchyma of the left kidney was enlarged with internal heterogeneity, and
he was emergently admitted on the same day with a diagnosis of acute uncomplicated pyelonephritis.
After admission, detailed contrast-enhanced CT and retrograde pyelography raised suspicion of left renal
pelvic cancer, multiple lymph node metastases around the renal artery, and metastasis to the first lumbar
vertebra. Left renal pelvic urine cytology revealed urothelial carcinoma cells with squamous metaplasia.

From February of year X+1, GC therapy was initiated as systemic chemotherapy for left renal pelvic
cancer, staged as ¢T3NIM1. However, due to the emergence of grade 2 renal impairment, the treatment
was discontinued after one cycle. Although there were no imaging findings of progression, the SCC an-
tigen level was elevated, leading to the introduction of pembrolizumab as second-line therapy. Despite
four cycles of treatment, multiple pulmonary metastases appeared and enlarged, both the primary lesion
and lymph node metastases tended to increase in size, and the SCC antigen level further rose.

As a third-line treatment, enfortumab vedotin was introduced, resulting in a reduction in the size of
the primary lesion, lymph node metastases, and pulmonary metastases, along with a decrease in the SCC
antigen level. At 9 months after initiating enfortumab vedotin, the only adverse event observed was
grade 1 peripheral neuropathy, and tumor shrinkage has been maintained.

(Nishinihon J. Urol. 88: 486-491, 2026)
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