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|u MEH ARRY® Restoring TUSC2 function boosts NK cell cytotoxicity and antitumor immunity in vivo and in vitro
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Background Results
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1. EXplOI‘e the anti-tumor effect of TUSC?2 leveraging the Tusc?2 KO Figure 4: A, B. Treatment with TUSC2 lipoparticles (Quar Oze) significantly reduced tumor volume in both Tusc2 WT and KO mice. C. in vitro coculture of WT/ KO NK cell with 344SQ cell lines showed that Tusc2 WT mice are more Injured— ‘ ‘ ‘ ‘
: . : capable to degranulate compared with Tusc2 KO NK cells. cell ’
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3. Study cytotoxic immune cells, specifically NK cells, in vitro to
1dentify the effect of Quar Oze on cytotoxic granules.
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Purification of Tumor Infiltrating Immune Cells (TILS)
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Direct cytotoxicity mediated by NK cells exerts significant anticancer effects
(Chu et al, 2022). NK cells kill cancer cells directly through various
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Figure 3: NK cell harvesting, purification and co-culture with 344SQ cell line Genprex Inc
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