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[Abstract] Objective To detect the plasticity of natural killer cells (NK cells) in tumor tissues and ad-
jacent tissues of patients with renal cell carcinoma (RCC) and their correlation with disease. Methods The
tumor tissues and adjacent tissues of 30 patients with RCC were collected. The infiltrating lymphocytes were
obtained by density gradient centrifugation,and the proportion of NK cells in infiltrating lymphocytes was de-
tected by flow cytometry. The characteristics of their phenotypic distribution were analyzed,and the correla-
tion between the changes and tumor stage was analyzed. Results Compared with the adjacent tissues
[(8.53+3.00)% |,the proportion of NK cells in tumor tissues [ (14. 434 3. 96) % ] increased significantly.
Compared with the adjacent tissues,intrinsic lymphocyte cell type 1 (ILC1) related surface markers,including
CD127 [(7.97+2.65) % wvs. (12.66+2.88) % ],CD49a [(8.70+3.90) % wvs. (16.49+5.02) % J.and TRAIL
[(13.7743.82)% ws. (19.76+3.75) % | increased in NK cells of tumor tissues,and Eomes [ (9.20+3.41) %
vs. (4.82+1.20) % ],a transcription factor of NK cells, decreased in NK cells of tumor tissues. The propor-
tion of ILCl-like cells gradually increased with the progress of TNM stage. Conclusion NK cells in tumor tis-
sues transformed into ILCI-like cells in patients with RCC, and these ILCl-like cells were closely related to
disease progress.
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