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Advanced ovarian cancer still carries a poor prognosis: T cells. BI-1808 has shown promising monotherapy « Safety and efficacy of BI-1808 monotherapy or in combination with BI-1808 is an IgGl mAb targeting TNFR2. It blocks TNF-a
even with standard platinum-based chemotherapy, up efficacy signals in both solid and hematological pembrolizumalb are being evaluated in patients with advanced binding and, via FcyR engagement, depletes Tregs and Y a-TNFR2
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