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Introduction Results Results
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FACSDiva and Flowjo. Median fluorescent intensity (MFI) was established for each treatment group. - ]

Relative expression data for each treatment group was normalized with MFI of medium only control OVCAR-3
for each respective cell line.

« TMZ alone has little effect on the viability of OVCA cells up to 300uM; Combination of PARPi + low
dose TMZ reduces viability of OVCA cells significantly more compared to Niraparib treatment alone
in 3/5 OVCA lines tested.

« TMZ and PARPi combination treatment significantly upregulates NKG2DL expression in OVCA lines
with synergistic effect. OVCA cells with combination treatment are more sensitive to killing by
expanded and activated yé T cells.

* We believe OVCA is a potential candidate extracranial tumor indication for treatment with concurrent
infusion of chemo-protected y6 T cells in combination with TMZ + PARPI.

v6 T Cytotoxicity Assay: Untreated or drug treated OVCA cells (OVCAR-3, OVSAHO, and OVSAHO
Kuramochi) were labeled with CFSE and seeded on 48-well plates overnight before they were

co-cultured with expanded and activated V62+ y6 T cells (EAGDT) at the indicated effector to target
(E:T) ratios for 24 or 36 hours in vitro, stained with 7-AAD and acquired by flow cytometry. Kuramochi ¢
CFSE+/7AAD+ population indicate dead cells, cytotoxicity data are normalized with spontaneous cell :
death (E: T=0).
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