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Abstract Objective To investigate the variations in the level of serum soluble MHC class I chain— related gene A
(MICA), the expression of the surface receptor natural killer group 2 memberD (NKG2D) on natural killer (NK) cells
and the cylotoxicity of peripheral NK cells in esophageal cancer patients by irradiation M ethods The concentration of
semm M ICA protein fran medium and advanced esophageal cancer patients (n=28) and nomal controls (n=21) were
detem ined by ELISA, and the variations in the serum $M ICA level were dynam ically observed throughout the treament
with different doses of irradiation in 6 esophageal cancer patients The NKGZD expression on NK cells were measured by
flow cytametry and the cytotoxicity on target cells was evaluated by ntracellular staning with perforin antibody Re-
sultsln contrast to nomal controls serum M ICA level significantly increased i esophageal cancer patients however i~
radiation atdifferent doses did notmarkedly affect the serm M ICA levels The percentage of NKGZD —positive NK cells
and their cytotoxicity significantly decreased Furthemore although there was no statistic variations in serum M ICA be-
fore and after irradiation the percentage of NK cells and their cytotoxicity were enhanced at the irmadiation dose of 40—
60 Gy subsequent to the treament and meanwhile the NK cell cylotoxicity was at its peak Conclisions Irmadiation has
no direct effects on the serum M ICA levels whereas irradiation at adequate doses will promote the cytotoxicity of NK
cells
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