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AV-203 exhibited acceptable pharmacokinetics in mice

with various carcinomas, (i.e., breast, ovarian, prostate, : . : : _ _
supporting preclinical efficacy studies dosing at twice weekly.
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pharmacokinetics supporting preclinical efficacy studies. AV- schedules.
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mice had lower serum AUC than naive mice, demonstrating
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AV-203 down regulates pAKT signaling after a single 20 mg/kg
dose from 2 to 8 hours, with return to normal by 96 hours in
MSD assays.

AV-203 down regulates tERBB3 signaling after a single AV-203 down regulates pERBB3 signaling after a single
20 mg/kg dose from 4 to 96 hours in MSD assays. 20 mg/kg dose from 4 to 96 hours in MSD assays.
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