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Expression of CD95L on NK Cells and T Cells Surface in Acute Promyelocytic Leukemia Patients Before and After Treatment. Zhou
Guozhong , Zhong Yonggen ,Sun He ,Liu Yan. Molecular Medicine Center ,Shaoxing People's Hospital , Zhejiang 312000 , China

Abstract Objective To explore the effect of TLR2 and TLR4 on CD95L level on NK cells and T cells surface in acute promyelo-
cytic leukemia patients before and after treatment. Methods The TLR2* TLR4 " .CD3 " CD95L" and NK " CD95L " level on mononucle-
ar cell surface were detected and analysed in acute promyelocytic leukemia patients group and healthy control group by flow cytometry.
Results The ratio of CD3 " cells was increased and the ratio of CD3 " CD95L " and NK * CD95L" cells were decreased in treatment group
significantly compared to healthy group(P <0.05). The ratio of CD14 " 'TLR2* [ TLR4 " NK* .CD3 " CD95L " cells were decreased sig-
nificantly in after treatment group compared to healthy group (P <0.05). The ratio of CD14* [TLR2" ,TLR4 " ,CD3 " cells were de-
creased and the ratio of NK*CD95L " cells was increased separately in treatment group compared to before treatment group( P <0.05).
Conclusion The expression of TLR2 and TLR4 affected inducing apoptosis capability of CD95L on NK cells in acute promyelocytic leu-

kemia patients. It is a good assay on tumor immune escape research.
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