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[ Abstract)

showed various degrees of immune cells infiltration, which were associated with the aggressive of pituitary

Tumor immune evasion is one of the important pathogenesis of tumors. Pituitary tumors

tumors. Immunological checkpoints including programmed death-1 (PD-L1) and cytotoxic T-lymphocyte-as-
sociated protein 4 (CTLA-4) were detected in pituitary tumors, suggesting that tumor immune evasion medi-
ated by immunological checkpoints may play a role in the occurrence and development of pituitary tumors. In
addition, the expression of cytokines such as interleukin (IL)-6 and IL-4 in patients with pituitary tumors
were abnormal. To explore the role of tumor immunity in the pathogenesis of pituitary tumors will be contrib-
uted to searching new targets for the treatment of aggressive pituitary tumors and pituitary carcinomas.
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