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Licensing and activating mechanisms of NK cells
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_ Activated NK cells GAIA-102 produced by our original culture technology
showed extremely high cytotoxicity against tumor cells derived from various tissues

(K562/IMR32/HCT116/SKOV3/MCF7/Hut78, etc.). .. Contrary to what was expected, it was revealed that
GAIA-102 showed higher cytotoxicity against Spheroid-forming tumor than 2D cultured tumor. The
result is expected to be highly successful in solid tumors in clinical applications.
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