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Research of morphology and function of different cytokines activated natural Killer cells
Yu Shaohong , Tang Rongchun ,Wen Xiaoming ,Zhang Jihong
(Department of General Surgery s Kunming 1st Hospital  Kunming 650011, China)

Abstract: Objective Natural Killer(NK)
cells were cultured and activated with IL-12 10 ng/mL,IL.-18 100 ng/mL,and both with IL-2 6 000U/L,3 days later took out NK
cells,markers and Forward Scatter(FSC) FACS were detected by FACS,IFN gamma production was detected by ELISA,and B16
IFN gamma production from NK cells with 1L-2+1L-12,1L-2+
1L-18,and 1L-2+11.-12+11.-18 were higher and more than with IL-2 respectively,but NK cells with IL-2+11.-12,1L.-2+11.-18 ,and
IL-2+1L-12+11-18 kill less B16 cells than with IL-2. Conclusion NK cells with 1L-2+11L-12,1L-2+1L-18 ,and 1L-2+1L-12+1L-

To investigate shape and function of different cytokines activated NK cells. Methods

melanoma cells as targets for NK cells for cytotoxic assay. Results

18 will produce more IFN gamma,but kill less tumor cells.

Key words: natural killer cells;interleukin-2;interleukin-12 ;interleukin-18 ;melanoma cells
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