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ABSTRACT BRG399 EFFECT ON TUBULIN BRG399 BINDING TO COLCHICINE-BINDING
POLYMERIZATION SITE OF TUBULIN

Development of a Novel Oral Microtubule Targeting Agent with Pan-Cancer Activity

ANTI-TUMOR EFFICACY IN IN VIVO XENOGRAFT MOUSE MODELS

Microtubule-targeting agents (MTAs) are among the most effective chemotherapeutics used in the treatment of cancer. GRS Average tumor volume B. Tumor growth inhibition C. Tissue cell cycle biomarkers
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Endometrial 4.8 90 Prostate 8.6 44 ry of all models tested with BT . L. i ) ) i .
scic 39 e Renal cll carcinora R a2 highly responsive moddeI.T hightl)ilghted ig n gy e e e * BRG399 shows broad-spectrum anti-cancer activity in over 100 cell lines in vitro as well as in a multi-tumor
Breast NR 73 Endometrial 1.7 42 green, responsive models in blue, an Nocodazole (20) - - -  + 4+  +
S o =B [ a | non-responsive models in white (D). SRe2 e SR : |type Ea”e'- i’ PB[I)R(C)553;99 ble to inhibit t th of t f various origin with jated bod
scic oor . et L > Compiled data of N=4 replicates. NR = tungn -4 - - n nude mice, was able to inhibit tumor growth of tumors of various origin with no associated body
T 0.17 64 Ovarian NR 33 No Regression; NA = Not Applicable. WEIght loss.
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