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Abstract Objective To investigate the effects of Enterovirus 71 infection on the immune function of Jurkat cells. Methods
First, the fact that Jurkat cells could be infected by EV71 had been detected by RT — PCR and immunofluorescence. Second, the apopto-
sis of Jurkat cells after EV71 infection was detected by Annexin V — FITC. Third, the cytokine secretion ability of Jurkat cells was ana-
lyzed by ELISA assay. Results EV71 could infect Jurkat cells. The infection could induce apoptosis. Meanwhile, the ability of Jurkat
cells to secret cytokine include IL =2, IFN -y, IL -6 and IL - 10 could also be weakened by the infection of EV71. Conclusion The
immune function could be extensively affected after EV71 infection. Not only the apoptosis but also the cytokine secretion decreasing could

be induced by EV71 infection. In summary, the quantities and function of those T lymphocytes, which was involved in the immune re-

sponse, could be affected by EV71 infection.
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