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Hydroxychloroguine increases the tumor killing efficiency via elevating the membrane MHC-I protein levels of tumor cells
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Background: Results:
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Abbreviation

HCQ, hydroxychloroquine; MHC-I, major histocompatibility complex class I; NSCLC, non-small cell lung cancer; PD-L1, programmed cell-death ligand 1; RTCA, real-time cell analysis ; TILs, tumor infiltrating lymphocytes.
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