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Abundant mononuclear cells were migrated from the tumor tissue fragments of
human gastric gastrointestinal stromal tumor (GIST) in primary culture. Addition of interleukin-2
into the culture provided vigorous tumor cell killing by the mononuclear cells in vitro, indicating
that cytotoxic immune cells were infiltrated in the GIST tissue. Immuno-histochemical analysis of
human gastric GIST tissue demonstrated that Tim-3/galectin-9 axis might be the immune checkpoint
mechanism that suppresses NK cell activity. Imatinib treatment of GIST-T1 cells showed
downregulation of galectin-9 protein expression. Imatinib also suppressed interferon-gamma-induced
upregulation of PD-L1. However, imatinib treatment enhanced prostaglandin E2 production and

suppressed WT1 expression in GIST-T1 cells. Imatinib_treatment may elicit both promotive and
suppressive effects on antitumor immune activity against GIST.
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Fig.6: Imatinib suppresses WT1 expression in GIST-T1 cells
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