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Table 1 Summary of efficacy in all patients

Best response rate n =80 (%)
Complete response 8 (10.0)
Partial response 10 (12.5)
Stable disease 15 (18.8)
Progressive disease 47 (58.8)
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Fig. 1 Overall survival stratified by the presence of previous
radiotherapy prior to pembrolizumab treatment.
Kaplan-Meier plots for overall survival stratified by the
presence of previous radiotherapy.
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Table 2 Summary of efficacy in patients with variant-
histology or neuroendocrine tumor
Squamous cell differentiation or sarcomatoid
morphology or neuroendocrine tumor

Best response rate n=11 (%)
Complete response 2 (18.2)
Partial response 3 (27.3)
Stable disease 0 0)
Progressive disease 6 (54.5)

Sarcomatoid differentiation 1/1 (100%) CR
Neuroendocrine tumor 1/2 (50%) PR
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PROGNOSTIC VALUE OF RADIOTHERAPY AND VARIANT HISTOLOGY
FOR IMMUNE CHECKPOINT INHIBITORS IN PATIENTS
WITH METASTATIC UROTHELIAL CARCINOMA
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Abstract:

Immune checkpoint inhibitors (ICIs) have now become a standard therapy for advanced urothelial
carcinoma (UC). However, ICIs are effective in only a limited number of patients, therefore, it is important
to define the biomarkers in order to predict a patient’s outcome when they are treated by an ICL In this
study, previous radiotherapy was not a significant prognostic factor for overall survival (P = 0.2288, log—
rank test). Metastatic UC variant-histology or metastatic neuroendocrine tumor of the bladder usually
shows a rapidly growing progression, and as such the prognosis in those patients is poor. In this study,
there were several patients treated by an ICI who had metastatic UC variant-histology or metastatic
neuroendocrine tumor of the bladder but who showed good prognosis. However, the progression of those
tumors was rapid. For this reason, ICI treatment should be considered for those patients in the early
stages. (Nishinihon J. Urol. 82 : 61-65, 2020)
key words : urothelial carcinoma, immune checkpoint inhibitors, radiotherapy, variant-histology,

neuroendocrine tumor






