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Promoting effect on NK cells induced by myeloid-derived suppressor cells

in acute fulminate hepatitis of mice
WANG Cheng, WU Dan-xiao, LIU Jian-hua,XIA Da-jing (Institute of Immunology , College of Medicine,
Zhejiang University , Hangzhou 310058 , China)

[ Abstract]  Objective: To investigate the interaction between myeloid-derived suppressor cells
(MDSCs) and nature killer cells during acute fulminate hepatitis. Methods: Acute fulminate hepatitis
were induced by i. p. co-injection of LPS and D-GalN in mice, and the ratio of MDSCs,NK cells and the
activation of NK cells in different tissues were analyzed by FACS at 0 h,1.5 h,3 h and 6 h. Results:
The percentage of MDSCs and NKG2D * NK cells in different tissues increased as acute fulminate hepatitis
progressed , with the increased NK cells in liver tissue. The mean fluorescence intensity of NKG2D on NK
cells in different tissues were also enhanced. Conclusion: MDSCs induce the proliferation and activation

of NK cells in mice with acute fulminate hepatitis.
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Fig.2 Serum ALT and AST levels after co-injected with LPS and D-GalN
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