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a critical inhibitor of the immune response to cancer cells and NK cells specific CD8 T cell memory recall combination potential with anti-PD-1 therapy
An antl-TIGIT Fc enhanced antibody has multiple MOAs in cancer therapy NK depletion reduces tumor control by anti-TIGIT therapy Superior to conventional IgG1 and Fc-silent anti-TIGIT mAbs Superior functional activity compared to conventional IgG1 anti-TIGIT mAb
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Figure 2. Balb/c mice were injected with 10> CT26 tumor cells (subcutaneous, n=5 mice/group) and treated Figure 6. C57BL/6 mice (n=4 mice/group) were injected intraperitoneally with 150 pug of SEB superantigen hours in the presence of 10 pg/ml of AGEN Fc-enhanced anti-TIGIT, conventional 1gG1 anti-TIGIT or References: Correspondence:
intraperitoneally with 200 pg of Fc-enhanced anti-TIGIT (®), Fc-silent anti-TIGIT (©) or isotype control (O) together with 200 pg of an anti-TIGIT, anti-CTLA-4 (Clone 9D9) or isotype control antibodies alone or in isotype control antibodies. Cell were treated with Brefeldin A and monensin to enable intracellular detection 1.  Waightet al. Cancer Cell 2018 Rebecca Ward: Rebecea Ward @adentsbio.com
antibodies twice a week for two weeks post-tumor implantation. Tumor growth was monitored bi-weekly using combination with 200 pg of anti-FcyRIV antibody (Clone 9E9). Frequency of SEB-specific A. CD4+ (VB8) T of cytokines. After 5 hours, the effector function of NK cells (CD3- CD56*) were assessed by flow cytometry 2. Johnston et al., Cancer Cell 2014 Dhan Chand: d'han_Chand@agenugbio_com'
a digital caliper. Mean tumor size at the start of treatment was approximately 45 mms3. cells and B. CD8+ (VB8) T cells were assessed from blood collected on day 3 by flow cytometry. and expressed as a percentage of B. CD107a-expressing or C. IFN-y-expressing NK cells. 3. Mahaweni et al., Scientific Reports 2018



