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Description

PD168393 is an potent, cell-permeable, irreversible EGFR inhibitor with IC50 of 0.70 nM, irreversibly
alkylate Cys-773, inactive against insulin, PDGFR, FGFR and PKC. target: EGFR IC 50: 0.7 nM [1] (1) PD
168393 inhibite EGFr autophosphorylation in A431 human epidermoid carcinoma cells with >9-fold greater
potency than PD 174265.[1] (2) PD 168393 decrease the production of TNF-a and phosphrylation of
ERK1/2 and p38 induced by LPS in cardiomyocytes.[2] (3) PD168393 completely inhibits AKT and ERK
phosphorylation at concentrations as low as 0.03 umol/L.[3] (4) PD168393 could induce apoptosis and
inhibit cell growth in ErbB2 positive lung and breast cancer cell lines.[3] (5) PD168393 disrupted

MEK1/p44/42 ERK signaling in HaCaT cells as determined by inhibition of phospho-p44/42 ERK. [4]

Solvent&Solubility

In Vitro:
DMSO : 230 mg/mL (81.25 mM)

*">" means soluble, but saturation unknown.

Solvent Mass
1mg 5mg 10 mg
Concentration

Preparing 1 mM 2.7084 mL 13.5421 mL 27.0841 mL
Stock Solutions 5 mM 0.5417 mL 2.7084 mL 5.4168 mL
10 mM 0.2708 mL 1.3542 mL 2.7084 mL
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Solubility: = 2.5 mg/mL (6.77 mM); Clear solution
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