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Study of Enhancing Effect of Selenium on Anti-turmor Function of T-lymphocyte in Colonic
Cancer Cell ZHAO Ren, YU Baoming, ZHANG Guochi, LI Donghua, ZHU Youming, HU Baoyu
Department of Surgery, Ruijin Hospital, Shanghai Second Medical University, Shanghai (200025)

Background/Aims: To study whether selenocystine (Se) could enhance the anti-turmor function
of T-lymphocyte in colonic cancer cell. Methods: Selenocystine is a factor influencing human T-lym-
phocyte which acts as an effector cell and human colonic tumor cell (LoVo cell) as a target cell. This
study was allocated into four groups: control, Se 0.5 pg/ml, Se 1.0 ug/ml and Se 2.0 ug/ml. The ratio of
effector cell to target cell was 20:1. MTT and acridine orange were used for quantitative measurement,
TNF-%, SOD and MDA were also measured. Results: The selenium enhanced the anti-tumor effect of
T-lymphocyte and induced LoVo cells apoptosis within a certain concentration range of 0.5 pg/ml~
1.0 ug/ml, and this effect was time- and dose-dependent (P <0.05). Enhancement of T-lymphocyte anti-
tumor effect was related to TNF-x (P<0.05), but not to SOD and MDA (P>0.05). Conclusions:

Selenocystine can enhance the anti-turmor function of T-lymphocyte in colonic cancer cell, which is

related to TNF-a«, but not to SOD and MDA.
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