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Supernatants from different cytokines activated natural Killer cells enhance CTL cells lysing tumor cells capability
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Abstract: Objective
Methods

To investigate whether supernatants from activated NK cells endows T cells on melanoma cells function.

Natural killer(NK) cells were cultured and activated with 11.-12,11.-18 ,and both with I1.-2,3 days later take out superna-

nts,then culture with M05 tumor cells overnight, then check MHC class | (H-2K") expression.and as targets for phytohemagglu-

tinin and 1L.-2 activated killer T (CTL) cells for cytotoxic assay. Results

pression,and CTL cells to M05 cells cytotoxicity. Conclusion

on target cells and will enhance CTL functionality.

These supernatants increase M05 cells MHC class 1 ex-

Supernatants from NK cells will induce increased MHC expression
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