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Result 3-1. EMT-related gene sets are enriched In resistant cancer cells

To identify factors that determine differences in the antitumor effects of THGP-treated macrophages, we obtained RNA
sequencing data from various cancer cell lines from DepMap and performed database analyses.
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EMT-related gene sets were enriched in resistant cells.
This suggests that EMT may reduce sensitivity to THGP-conditioned macrophages.

‘ Background and strategy

Result 3-2. CD47 expression marks resistant cancer cells
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THGP-conditioned macrophages showed enhanced antitumor activity
in 4 of the 5 macrophage-sensitive cancer cell lines.
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THGP increased M1-like morphology, M1 markers and phagocytosis. the SIRP-a/CD47 axis, thereby enhancing antitumor activity.
Result 2. THGP enhances antitumor activity in macrophage-sensitive cancer cell lines Conclusion
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Overall interpretation: Long-term THGP conditioning promotes M1-like macrophage
differentiation and increases CD47-sensitive antitumor activity in THP-1 cells.
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