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Combination Treatment of STRO-002 and Avelumab Significantly

STRO-002 Exhibits Significant Cytotoxic Activity in FolRa STRO-002 Activates Monocytes When Co-Cultured with FolRa

- Folate receptor alpha (FolRa) is a cell-surface protein overexpressed in ovarian and endometrial cancer, ExpreSSing Cells In vitro EXpreSSing Tumor Cells

and an attractive target for therapeutic development.

Increased Infiltration of CD8* T Cells in MC38-hFolRo Tumors
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