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Preliminary investigation of TIM-3 ligand galectin-9 inducing apoptosis of NK/T
cell lymphoma cells

JIANG Jifeng, LIU Chuanxu, LI Gaoyang, TAO Rong (Department of Hematology, Xinhua Hospital, Affiliated to School of Medicine,
Shanghai Jiaotong University, Shanghai 200092, China)

[Abstract] Objective: To identify the expression pattern of TIM-3 in natural killer/T-cell lymphoma (NK/TCL) cell lines, and to inves-
tigate the effect and mechanism of its ligand galectin-9 (GAL-9) inducing apoptosis of NK/TCL cell lines. Methods: Expression of
TIM-3 in NK cell of peripheral blood from healthy donors and NK/TCL cell lines (SNK-1.SNK-6.SNT-8) was detected by Western
blotting. After being treated with rhGAL-9 at various concentrations for 24h, the cell proliferation ability was analyzed with CCK-8 as-
say. Apoptosis ratio of the cells was determined by flow cytometry. Expressions of caspase-3, PARP and their cleavages were detected
by Western blotting; moreover, phosphorylation levels of proteins in MAPK signaling pathway were also detected by Western blotting.
Results: The expression of TIM-3 in SNK-1, SNK-6 and SNT-8 cell lines was significantly higher than that of NK cells from healthy
donors (P<0.05). CCK-8 result showed that rhGAL-9 obviously inhibited the proliferation of NK/TCL cell lines in a concentration de-
pendent manner. Flow cytometry showed that thGAL-9 induced the apoptosis of NK/TCL cells; and Western blotting proved that the ex-
pression of cleaved caspase-3, cleaved-PARP, and p-JNK in MAPK signaling pathway were significantly elevated. Conclusion: TIM-3
was over-expressed in NK/TCL cell lines, and its ligand galectin-9 induced cell apoptosis probably through the activation of JNK kinase
pathways.
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Fig.2 Proliferative rate of NK/TCL cell lines treated with

rhGAL-9 at various mass concentrations for 24 h
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Fig.3 Apoptotic rate of NK/TCL cell lines treated with rhGAL-9 at various mass concentrations for 24 h
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