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Description

FIIN-2 is an irreversible inhibitor of FGFR with an IC5, of 3.1, 4.3, 27, and 45 nM for FGFR1, FGFR2,

FGFR3 and FGFR4, respectively.

IC50 & Target

FGFR1 FGFR2 FGFR3 FGFR4

3.1nM(ICs) | 4.3nM (ICs) | 27 nM (ICso) 45 nM (ICs)

FIIN-2 potently inhibits WT FGFRs (EC50s in the 1- to 93-nM range) and the gatekeeper mutant of FGFR2

(EC50 of 58 nM). FIIN-2 also moderately inhibits EGFR, with an IC50 of 204 nM. FIIN-2 inhibits proliferation

In Vitro of FGFR1-4 Ba/F3 cells with EC50s in the single- to double-digit nanomolar range and are especially
potent against FGFR2, with EC50s in the 1-nM range. FIIN-2 shows good potency against gatekeeper
mutant V564F[1].

Treatment of fish in the embryonic state with either FIIN-2 causes defects to the posterior mesoderm

In Vivo similar to the phenotypes reported following genetic knockdown of FGFR or treatment with other reported

FGFR inhibitors. FIIN-2 causes mild or severe phenotypes to the tail morphogenesis in all treated

embryonic zebrafish[1].

Solvent&Solubility

In Vitro:
DMSO : 230 mg/mL (47.26 mM)

*">" means soluble, but saturation unknown.

Solvent Mass
1mg 5mg 10 mg
Concentration

Preparing 1mM 1.5755 mL 7.8774 mL 15.7547 mL
Stock Solutions 5mM 0.3151 mL 1.5755 mL 3.1509 mL
10 mM 0.1575 mL 0.7877 mL 1.5755 mL
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1ABKFFIINARER:  10% DMSO—40% PEG300 —5% Tween-80 — 45% saline

Solubility: = 2.5 mg/mL (3.94 mM); Clear solution

e ARG 2 2.5 mg/mL (3.94 mM, MIFIEER A HIETEIR TR

PL 1 mL TAEBCNM], B 100 ul 25.0 mg/mL 17 DMSO fif &3] 400 uL PEG300 ', E&H5%

] L3k PR B A 50 L Tween-80, JE&H5); SRIFAKSEIIN 450 uL AEFEEhKE A4 1 mL.

2K F IR FIER]:  10% DMSO— 90% (20% SBE-B-CD in saline)
Solubility: = 2.5 mg/mL (3.94 mM); Clear solution
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BAB P IR IR R 10% DMSO  —~90% corn oil

Solubility: = 2.5 mg/mL (3.94 mM); Clear solution
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Cell Assay TEL-FGFR2-transformed Ba/F3 cells are seeded in a 96-well plate and are treated with each
concentration of the compounds. After 72 h the cells are assessed by MTS tetrazolium assay[1].
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