SITC Annual Meeting

South San Francisco, CA 2022, Boston, MA

S E N TI , Michelle Hung, Deepika Kaveri, Rebecca Cottman, Enping Hong, Elizabeth Leitner, Priscilla Wong, Ronni Ponek, Lawrence Naitmazi, Manan Shah, Wesley Gorman, Abstract #228
engineering smarter medicines Andrew Banicki, Mengxi Tian, Niran Almudhfar, Kelly Lee, Russell Gordley, Philip Lee, Timothy Lu By

UP 0

Senti’s Regulator Dial Gene Circuits Can Be Regulated by Different FDA-Approved Drugs

SENTI-301A is an allogeneic, Multi-Armed CAR NK Therapy Engineered to Address SENTI-301A Multi-Arming Approach is Designed to Attack Cancer in Multiple
Unmet Needs in GPC3 Expressing Solid Tumors Complementary Ways to Enable Broad Applications to Multiple Solid Tumors
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To ensure robust NK cell engineering and enable the co-expression of the two Parameters tested
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Mice treated with SENTI-301A Mice treated with SENTI.301A o Calibrated release IL-15 (crIL-15) increased persistence and activation of both CAR NK and immune cells in tumor milieu
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SENTI-301A cells show significant in vivo anti-tumor activity in IP xenotransplantation models expressing GPC3. Mice treated with SENTI-301A
show significant tumor reduction over untreated (PBS) and unengineered NK cell-treated groups.
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3. Regulator Dial gene circuit has potential to be used in combination with multiple CAR NK products




