Immunotherapy with 4-1BBL-expressing iPS cell-derived myeloid lines
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Background Only 30—40% of malignant melanoma patients respond to the treatment with immune checkpoint inhibitors.
Thus, we more effective methods for treating malignant melanoma are required. The benefits of using induced pluripotent

stem-cell-derived myeloid (iPS-ML) cell lines are that they have an infinite proliferative capacity and are easy to genetically modify. The interaction
between the receptor 4-1BB and its ligand 4-1BBL provides co-stimulatory signals for T-cell activation. We introduced the 4-1BBL gene into an

iPS-ML to obtain the iPS-ML-41BBL.

Purpose To investigate the possibility that iPS-ML-41BBL has the therapeutic potential to suppress malignant melanoma.
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The expression of CD86 was upregulated in the iPS-ML-41BBL.
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The proportion of OVA-specific CD8* T cells

Peritoneal injections of iPS-ML-41BBL reduced the tumor growth _ _
among the iPS-ML-41BBL increased.

and prolonged the survival of the mice.

The iPS-ML-41BBL could activate antigen-specific T cells, and may thus, be a candidate for immune cell
therapies utilizing iPS cells.




