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Effects of combination of NK cells and CTL on B16 melanoma cells
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Abstract : Objective

B16 melanoma cells. Methods

To explore the effects of combination of natural killer(NK) cells and cytotoxic T lymphocyte(CTL) on
NK cells and CTL were extracted, and activated with interleukin-2 (I1L.-2) (6 000 IU/L), IL-2
(600 TU/L) and phytohaemagglutinin(8 g/ mL) ,respectively. Flow cytometry was employed to detect the cellular surface recep-
tors. NK cells and CTL were served as target and effector cells each other, respectively,and the cytotoxicity experiments were con-
ducted. B16 melanoma cells were used as target cells to assay the killing rate of CTL. Results The percentage of NK cellular sur-
face receptor NK1. 17 was more than 87%,and that of NKp46" was more than 90%. The percentage of CTL surface receptor
CD3" was more than 99% ,and that of CD8" was more than 98%. NK cells and CTL showed no mutual cytotoxicity,and combina-

tion of NK cells and CTL significantly increased the killing effects on B16 melanoma cells. Conclusion Combination of NK cells and

CTL possesses synergistic killing effect on melanoma cells.
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