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ABSTRACT: HSP90 is one of heat shock proteins (HSPs) involving in various physiological processes with abilities of guiding the
normal folding, assembling and hydrolysis of many key proteins. A variety of tumor tissues have abnormal expression and activation of
HSP90, which is correlated with tumorigenesis and malignant progression. HSP90 has become an important target for anticancer drug de-
velopment and there have been some HSP90 inhibitors entered into the clinical research. Recent studies have found that HSP90 has been
revealed to play important roles in regulating the innate and adaptive immune responses, including antigen presentation, activation of T
lymphocyte cell and NK cell, maturation of dendritic cells, as well as immunosuppression in tumor microenvironment. Inactivation of
HSP90 induces both immunosuppression and immunostimulation. Hence, the intricate function of HSP90 in organism immunoregulation
is not very clear and further study is needed. Here, the association between the HSP90 and cancer immune surveillance were reviewed,
providing a reference for researchers' future study.
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