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IDP-023 has significantly superior cytotoxicity and cytokine responses (IFN-y and TNF-a) against the A549 and g-NK cells have been identified in the tumor
SKBR3 cell lines relative to expanded donor-matched cNK cells microenvironment of patients with clear cell renal
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« We used flow cytometry to test the cytotoxicity and cytokine production 4000 254 . End.ogenOL.Js g-NK cells can be identified in the tumor microenvironment of
of NK-cells from 7 unique donors expanded using either the IDP-023 4000 Cluster 3000 - Cluster patients with various solid tumors.
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dataset to pe 0 d eta-ana yS s of the a d C G 060 Figure 8: Cluster 2 (g-NK cells) is enriched in the tumor microenvironment of patients with low grade (A) and early stage (B) clear cell renal carcinoma (data obtained from the Obradovic dataset) (2). Conversely, the number of g-NK cells is decreased in high grade and late-
d atasets (3-4) . stage samples. In a study of HER2+ breast cancer patients (CALGB 40601) (4), a higher percentage of g-NK cells was associated with a statistically significant increase in the pathologic complete response (pCR) rate of patients treated with trastuzumab (C).
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