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Effects of resveratrol on human yoT cell growth and killing function
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Abstract: Objective To investigate the effect of resveratrol on hunman y3T cell growth and killing function. Methods Using the
isopentenylpyrophosphate medthod to cultivate human peripheral blood y3T cell in vitro. Effect of resveratrol on y8T cell growth at
different concentrations was observed by MTT, flow cytometry was used to detect the ydT cell granzyme B, perforin, and CD107a
related to killing function before and after administration. Results 3T cells were amplified from 3.12% to 80.46% after human
peripheral blood mononuclear cells (PBMC) being cultured for 10 d. The certain concentration (0.2—12.50 pmol/L) of resveratrol
could promote the growth of y3T cell. At the concentration of 1.56 pmol/L, resveratrol could promote y3T cells most significantly with
proliferation rate 15.90% higher than that in the control group, and at this concentration resveratrol could significantly up-regulate the
expression of granzyme B, perforin, and CD107a related to killing function of ydT cells. With the increasing concentration of
resveratrol, the proliferation of y3T cells and the expression of granzyme B, perforin, and CD107a were reduced. Conclusion
Resveratrol at certain concentration could promote y3T cell proliferation and enhance the expression of its related markers with killing
function, which is one of the antitumor mechanisms.
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Fig. 2 Effect of resveratrol on y3T cells growth (x+s,n=5)
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Table 1 Effect of resveratrol on granzyme B, perforin,
and CD107a in y8T cells (x+s,n=3)
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