
BMS-309403

Cat. No.: HY-101903

CAS No.: 300657-03-8

Molecular Formula: C₃₁H₂₆N₂O₃

Molecular Weight: 475

Target: FABP

Pathway: Metabolic Enzyme/Protease

Storage: Powder -20°C 3 years
4°C 2 years

In solvent -80°C 1 year
-20°C 6 months

SOLVENT & SOLUBILITY

In Vitro DMSO : 100 mg/mL (210.53 mM; Need ultrasonic and warming)
H2O : < 0.1 mg/mL (ultrasonic;warming;heat to 60°C) (insoluble)

Concentration

Solvent
Mass

1 mg 5 mg 10 mg

1 mM 2.1053 mL 10.5263 mL 21.0526 mL

5 mM 0.4211 mL 2.1053 mL 4.2105 mL

Preparing 
Stock Solutions

10 mM 0.2105 mL 1.0526 mL 2.1053 mL

Please refer to the solubility information to select the appropriate solvent.

In Vivo Add each solvent one by one:  10% DMSO  >>  40% PEG300  >>  5% Tween-80  >>  45% saline
Solubility: ≥ 2.08 mg/mL (4.38 mM); Clear solution

1. 

Add each solvent one by one:  10% DMSO  >>  90% corn oil
Solubility: ≥ 2.08 mg/mL (4.38 mM); Clear solution

2. 

BIOLOGICAL ACTIVITY

Description BMS-309403 is a potent, orally active and selective adipocyte fatty acid binding protein (also known as FABP4, aP2) inhibitor 
with Kis of <2, 250, and 350 nM for FABP4, FABP3, and FABP5, respectively. BMS-309403 interacts with the fatty-acid-binding 
pocket within the interior of the protein and competitively inhibits the binding of endogenous fatty acids. BMS-309403 
improves endothelial function in apolipoprotein E-deficient mice and in cultured human endothelial cells[1][2][3].

IC₅₀ & Target Ki: less than 2 nM (FABP4), 250 nM (FABP3), 350 nM (FABP5)[1]

Treatment with BMS-309403 significantly decreased MCP-1 production from THP-1 macrophages in a dose- and time-
dependent manner[2].

In Vitro
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MCE has not independently confirmed the accuracy of these methods. They are for reference only.

In Vivo BMS-309403 sodium (15 mg/kg; chronic treatment; daily for 6 weeks) improves endothelial function, phosphorylated and 
total eNOS and reduced plasma triglyceride levels but did not affect endothelium-independent relaxations[3].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

Animal Model: C57BL/6J mice (ApoE−/− mice)[3]

Dosage: 15 mg/kg

Administration: Chronic treatment ; daily for 6 weeks

Result: Significantly increased the phosphorylated eNOS (Ser1177) and total eNOS but not the 
phosphorylated to total eNOS ratio in aortae of 18 weeks old ApoE−/− mice.

CUSTOMER VALIDATION

See more customer validations on www.MedChemExpress.com
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