Transcriptional profiling of Bicyc/e® tumor-targeted CD137 agonist-treated mouse
tumors revealed an early and rapid activation of myeloid cells followed by infiltration
of cytotoxic T cells into the tumor
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CD137 (4-1BB) is an immune costimulatory receptor that has been recognized for its potential as an Treatment with CD137 Bicycl/e® TICAs led to infiltration of CD8+ cells into tumor tissue Similar increases in cytokine and chemokine signatures can be observed shortly (24-48h) BT7480 treatment leads to increase in Ccl17 and Ccl22 mRNA positive cells in MC38-
immunotherapy drug target in cancer alongside checkpoint inhibitors [1-2]. We have developed a new within 6 days of treatment initiation after treatment with different CD137 Bicyc/e® TICAs in multiple mouse tumor models Nectin-4 tumor tissue
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Note: See our poster 1340 in this meeting to learn more about BT7455. to treatment initiation. *p<0.05: 2way ANOVA with Sidak’s post-test. MRNA are shown from CD8 -depleted and non-depleted mice. **p<0.01, ***p<0.001: 2way ANOVA with Sidak’s post-test. ' 2021: 9:2002883
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