Anti-FolRa ADC STRO-002 Induces Immunogenic Cell Death (ICD) to Enhance Anti-Tumor Activity Abstract #5551

Cristina Abrahams, Andrew McGeehan, Jennifer Smith, Robert Yuan, Kshama A. Doshi, Sihong Zhou, Krishna Bajjuri, Xiaofan Li, Cuong Tran, Gang Yin, Arturo Molina, Kristin Bedard, and Trevor Hallam

Sutro Biopharma, Inc. South San Francisco, CA

Introduction STRO-002 activates monocytes when co-cultured with

- STRO-002 is anti-FolRa targeting ADC currently in Phase | clinical trials for FolRa-expressing tumor cells
the treatment of patients with ovarian and endometrial carcinomas.

STRO-002 synergizes with Avelumab resulting in durable
anti-tumor immunity with evidence of epitope spreading

Single dose of STRO-002 induces tumor regression and
significant efficacy in ahuman NSCLC PDX model
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anti-GFP-SC239 conjugate were used as negative controls. among naive animals. while some low and medium FolRa models also exhibit significant activity.



