
Pexidartinib hydrochloride

Cat. No.: HY-16749A

CAS No.: 2040295-03-0

Molecular Formula: C20H16Cl2F3N5

Molecular Weight: 454.28

Target: c-Fms; c-Kit; Apoptosis

Pathway: Protein Tyrosine Kinase/RTK; Apoptosis

Storage: 4°C, sealed storage, away from moisture
* In solvent : -80°C, 1 year; -20°C, 6 months (sealed storage, away from moisture)

SOLVENT & SOLUBILITY

In Vitro DMSO : 60 mg/mL (132.08 mM; Need ultrasonic)
H2O : < 0.1 mg/mL (ultrasonic) (insoluble)

Concentration

Solvent
Mass

1 mg 5 mg 10 mg

1 mM 2.2013 mL 11.0064 mL 22.0129 mL

5 mM 0.4403 mL 2.2013 mL 4.4026 mL

Preparing 
Stock Solutions

10 mM 0.2201 mL 1.1006 mL 2.2013 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: ≥ 2.5 mg/mL (5.50 mM); Clear solution

1. 

Add each solvent one by one:  10% DMSO  >>  90% (20% SBE-β-CD in saline)
Solubility: ≥ 2.5 mg/mL (5.50 mM); Clear solution

2. 

Add each solvent one by one:  10% DMSO  >>  90% corn oil
Solubility: ≥ 2.5 mg/mL (5.50 mM); Clear solution

3. 

Add each solvent one by one:  5% DMSO  >>  40% PEG300  >>  5% Tween-80  >>  50% saline
Solubility: ≥ 2.5 mg/mL (5.50 mM); Clear solution

4. 

Add each solvent one by one:  5% DMSO  >>  95% (20% SBE-β-CD in saline)
Solubility: ≥ 2.5 mg/mL (5.50 mM); Clear solution

5. 

BIOLOGICAL ACTIVITY

Pexidartinib hydrochloride (PLX-3397 hydrochloride) is a potent, orally active, selective, and ATP-competitive colony 
stimulating factor 1 receptor (CSF1R or M-CSFR) and c-Kit inhibitor, with IC50s of 20 and 10 nM, respectively. Pexidartinib 
hydrochloride exhibits 10- to 100-fold selectivity for c-Kit and CSF1R over other related kinases. Pexidartinib hydrochloride 
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induces cell apoptosis and has anti-cancer activity[1].

IC₅₀ & Target IC50: 10 nM (c-Kit), 20 nM (cFMS), 160 nM (FLT3), 350 nM (KDR), 860 nM (LCK), 880 nM (FLT1), 890 nM (NTRK3)[1]

In Vitro Pexidartinib hydrochloride (PLX-3397 hydrochloride) is a potent, selective and ATP-competitive CSF1R (cFMS) and c-Kit 
inhibitor, shows 10- to 100-fold selectivity for c-Kit and CSF1R over other related kinases, such as FLT3, KDR (VEGFR2), LCK, 
FLT1 (VEGFR1) and NTRK3 (TRKC), with IC50s of 160, 350, 860, 880, and 890 nM, respectively[1].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

In Vivo Pexidartinib can be used to deplete the microglia cells in mice. 
Pexidartinib (290 ppm in AIN-76A standard chow, 21 days) depletes the microglia cells in brain by 70% in adult male 
C57BL/6 J mice (20–25 g)[5]. 
Pexidartinib (600 ppm in chow, 10 days and 30 days ) depletes the microglia cells more than 90% in brain of C57BL/6J mice
[6]. 
Pexidartinib hydrochloride (0.25, 1 mg/kg, i.p., twice daily for 8 days) inhibits the proliferation of microglia and BrdU-positive 
cells in neonatal mice[2]. 
Pexidartinib hydrochloride (1 mg/kg, twice daily for 8 day) shows no obvious effect on the cleaved caspase-3-positive cells in 
mice[2]. 
Pexidartinib hydrochloride (50 mg/kg; p.o.; every second day for 3 weeks) reduces tissue macrophage levels without 
affecting glucose homeostasis in mice[4].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

Animal Model: Neonatal mice[2]

Dosage: 0.25, 1 mg/kg

Administration: I.P. twice daily for 8 days

Result: Decreased the number of microglia and BrdU-positive proliferative cells, but did not 
change the cleaved caspase-3-positive cells.

Animal Model: 10-week old litter mate C57BL/6 mice (chow and high-fat diet fed mice)[4]

Dosage: 50 mg/kg

Administration: P.o.; every second day for 3 weeks

Result: Substantially reduced macrophage numbers in adipose tissue of both chow and high-fat 
diet fed mice without affecting total myeloid cell levels.

CUSTOMER VALIDATION

See more customer validations on www.MedChemExpress.com

•   Nature. 2024 Mar 27.

•   Nature. 2022 Mar;603(7899):138-144.

•   Cancer Cell. 2023 Nov 13;41(11):1911-1926.e8.

•   Cancer Cell. 2021 Sep 1;S1535-6108(21)00445-1.

•   Nat Immunol. 2023 May;24(5):827-840.
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Caution: Product has not been fully validated for medical applications. For research use only.
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