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[ Abstract ] Background and objective Tumor escape from the host immune system has been a major problem
in immunotherapy of human malignancies. FasL/Fas-induced apoptosis plays an important role in various immunological
processes. The aim of this study is to investigate the immune evasion in human lung carcinoma cell A549 induced by human
lymphoma cell Jurkat via Fas/FasL pathway. Methods Jurkat cells and AS49 cells were co-cultured at different proportions.
The apoptotic rates of AS49 cells were determined by flow cytometry (FCM). Protein levels of Fas, FasL and Caspase-8 in
AS549 cells were detected by Western blot. Results Survival rates of A549 cells gradually decreased and apoptotic rates of A549
cells were significantly enhanced along with ratio increasing between Jurkat and A549. Meanwhile, the protein levels of Fas and
Caspase-8 gradually increased in A549 cells, and the protein levels of FasL had no significant difference in all groups. Conclu-
sion The Jurkat cells might decrease the survival rates of A549 cells and enhanced its apoptosis and immune evasion partly via
Fas/FasL pathway.
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Fig 1 Jurkat cells survival rates in all groups detected by trypan blue

dyeing. A549 cells and Jurkat cells co-cultured in proportion to 0, 1:1,

10:1, 20:1,
. *P<0.01 (vs 0); *P<0.01 (vs 1:1); *P<0.01 (vs 10:1); *P<0.01 (vs

increased
20:1).
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Fig 3 Expressions of FasL, Fas and Caspase-8 in A549 cells
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Fig 2 Apoptotic rates of A549 cells and Jurkat cells in all
groups detected by FCM. A: Apoptotic rates of A549 cells
in all groups detected by FCM; B: Apoptotic rates of Jurkat
cells in all groups detected by FCM; C: Apoptotic rates of
Jurkat cells and A549 cells in all groups. Apoptotic rates
of Jurkat cells reduced and apoptotic rates of A549 cells
increased along with A549/Jurkat gradually increasing.
*P<0.01 (vs 0); *P<0.05, #P<0.01(vs 1:1); ¥P<0.01 (vs 10:1);
*P<0.01 (vs 20:1).
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% 1 A5494ffIFFas. FasLiX K Caspase-8FAAIZKIE (Mean£SD)

Tab 1 Protein expressions of Fas, FasL and Caspase-8 in A549 cells (Mean£SD)

Group Control (A549 group)  A549/Jurkat=50:1 A549/Jurkat=20:1 A549/Jurkat=10:1 A549/Jurkat=1:1
Fas 0.4433%+0.0153 0.4400+0.010 0™ 0.496 7+0.005 8" 0.560 0+0.010 0 0.603 3+0.015 3"
FasL 0.6133%0.0208 0.636 7£0.011 6™ 0.6233£0.0153™  0.6200%£0.017 3" 0.6333%£0.015 3"
Caspase-8  0.4467%0.0116 0.453 31+0.005 8" 0.506 7£0.015 3" 0.5533%+0.011 6 0.603 3+0.015 8"

*1P<0.05, ***: P>0.05, compared among experimental groups; **: P>0.05, compared with the control group.

Experimental groups were 50:1, 20:1, 10:1, 1:1 (A549/Jurkat); the control group was only A549 cells.
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