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Abstract Oral Pharmacokinetics in Rats and Dogs Sustained Inhibition of Palmitate Synthesis After a Single Dose
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* Biochemical assay: measures the activity of human (crude extract from SKBr3 cells) or rat
(purified from rat liver) FASN by measuring the release of coenzyme A with the dye CPM

T Palmitate assay: To measure de novo synthesis of palmitate by FASN, a stable labeled substrate
(13C, acetate) wa

Rats were dosed with vehicle or doses of 3-V FASN inhibitor between 10 and 90mpk. 2 h prior to
sacrifice, rats were injected with 13C, acetate tracer. 1*C,—palmitate was measured by LC-MS. Disclosure: All authors are current or former employees of 3-V Biosciences, Inc.
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