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Abstract :

Platinum-based chemotherapy is the standard for first-line treatment of metastatic urothelial carci-
noma. Immune checkpoint inhibitors, pembrolizumab, and avelumab have each demonstrated survival
benefits for second-line therapy and maintenance therapy. In addition, antibody-drug conjugate en-
fortumab vedotin has improved prognosis as a third-line treatment in patients with metastatic urothe-
lial carcinoma. However, not all patients are eligible for first-line, maintenance, and late-line therapy.
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Therefore, there are unmet needs for more effective and safe drug treatment in metastatic urothelial car-
cinoma settings.

We review the current treatment and prospects during the next ten years for metastatic urothelial
carcinoma. (Nishinihon J. Urol. 85: 306-310, 2023)
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