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Abstract ; Bladder cancer is the most common malignant tumor in the urinary system. Postoperative
recurrence and progression have been the focus of clinical researches. Exosomes are membranous
vesicles that are released into the extracellular matrix by fusion of intracellular polyvesicular bod-
ies with cell membranes. Exosomes can exchange and transfer intercellular biological information
through DNA ,RNA ,miRNA ,non-coding RNA and proteins. Recent studies have shown that exo-
somes are involved in the invasion,metastasis and progression of bladder cancer. This article re-
views the progress in the basic research and clinical application of exosomes in the diagnosis and
treatment of bladder cancer.
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