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« EVT801 presents a more selective and less toxic profile than two major approved
inhibitors of VEGFRs (i.e., sorafenib and pazopanib).

* In monotherapy, EVT801 showed a potent antitumor effect in tumors with VEGFR-3—
positive microenvironment in preclinical models

« EVT801 will be evaluated as single agent in patients with kidney cancer and soft tissue
sarcomas. Combination with cancer immunotherapies would come next.

A, Level of VEGFR-3 expression in 29 primary kidney cancer (PKC) samples and 23 metastatic
kidney cancer (MKC) samples. B, Representative IHC image of VEGFR-3 expression in PKC.
C, Representative IHC image of VEGFR-3 expression in PKC and normal adjacent tissue.

D, Representative IHC image of VEGFR-3 expression in liver metastasis of kidney tumor.

E : Representative IHC image of VEGFR-3 expression in bone metastasis after treatment with
sunitinib. F: Representative IHC image of VEGFR-3 expression in primary Kaposi's sarcoma




