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THE RESISTANCE OF B, MELANOMA TO NATURAL KILLING
AFTER BEING ATTACKED BY NK CELLS IS ASSOCIATED
WITH THE RE-EXPRESSION OF MHC- 1 ANTIGEN

Tang Ximing Dong Jun

(Department of Pathology, Sun Yat-Sen University of Medical Sciences, Guangzhou, 510089)

By comparing the resistance to natural killer cytotoxicity (NK), the growth and
metastatic ability, and the expression of class I major histcompability complex (MHC-1 )
antigen on cell membrane of the B,; melanoma subsets inoculated in mice with different NK,
we found that the tumor cells can modulate their susceptibilities to NK as well as their biobe-
haviors by expressing MHC- I antigen according to the NK activity in their living enviro-
ment. The investigation sh;)wn that after killing by natural killer cells, the residual tumor
cells can resist NK and become more malignancy as they express MHC- I antigen on their
cytomembranes.
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