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The development of immunocheckpoint blockades in the

treatment of bladder cancer
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Abstract : Bladder cancer (BC) is the most common urological malignancy with a high recurrence rate and the degree of malignancy in-

creased after the recurrence. Immunocheckpoint blockades can adjust the immune function, inhibit tumor immune escape, enhance T cell

activationand kill tumor cells. Immunotherapy blocking immune checkpoints has been recently applied to many aggressive cancers therapy,

which provide a new therapeutic strategy for BC. The review summarizes the checkpoint inhibitors application in the treatment of BC.
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