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GNF-5, an analogue of GNF-2 with improved pharmacokinetic properties, is a selective non-ATP
competitive inhibitor of Ber-Abl with an IC50 value of 0.22+0.1 uM (Wild type Abl). IC50 Value: 0.22+0.1 uM
(Wild type Abl) [1] Target: Abl GNF-5 is a cell-permeable GNF-2 N-hydroxyethyl carboxamide analog that
exhibits in vivo efficacy in suppressing the proliferation of Bcr-abl-expressing Ba/F3 (93% and 83% of

no-treatment control, respectively, on days 5 and 7 post treatment; 100 mg/kg b.i.d.) and bone marrow cells

Description (~75% of no-treatment control in both WBC counts and spleen weight on day 7 post treatment; 50 mg/kg
b.i.d.) in murine xenograft models of leukemia. Similar to GNF-2, GNF-5 exerts its effect via an allosteric
mechanism (IC50 = 0.22 M against wild-type Abl) by targeting the myristate-binding pocket near the
c-terminus of Abl kinase domain and thereby altering the conformational dynamics of the ATP-binding
pocket. GNF-5 is ineffective toward the myristate-binding site mutant E505K and the ATP-binding site
'gatekeeper’ mutant T315I.

In Vitro:
DMSO : 2 49 mg/mL (117.12 mM)
*">" means soluble, but saturation unknown.
1mg 5mg 10 mg
Concentration
Preparing 1 mM 2.3902 mL 11.9511 mL 23.9023 mL
Stock Solutions 5mM 0.4780 mL 2.3902 mL 4.7805 mL
10 mM 0.2390 mL 1.1951 mL 2.3902 mL
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15 KT RN R A]: 10% DMSO—~40% PEG300 —5% Tween-80 — 45% saline

Solubility: = 2.5 mg/mL (5.98 mM); Clear solution

W7 A3RAE 2 2.5 mg/mL (5.98 mM, MR RA) HIEIEATR .

PL 1 mL TAEBCN], B 100 ul 25.0 mg/mL 17 DMSO fif##0m#] 400 uL PEG300 ', B&55%

) kR R 50 pL Tween-80, JR&II5]: SAJE4 SN 450 pL AEEEER/KERE 1 mL.

2K F IR FIER]:  10% DMSO— 90% (20% SBE-B-CD in saline)

Solubility: = 2.5 mg/mL (5.98 mM); Clear solution

T A3RAE 2 2.5 mg/mL (5.98 mM, A1 KA HIVEATR .

PL 1 mL AR 9G], B 100 pL 25.0 mg/mL % DMSO fi & #in%) 900 pL 20% ¥ SBE-B-CD ‘L
HER KRR, IRG5.




AFWFIINEFER: 10% DMSO  —90% corn oil

Solubility: = 2.5 mg/mL (5.98 mM); Clear solution

7 Z R 3kA 2 2.5 mg/mL (5.98 mM, MR ARS) (EHEWL M7 R ANE A TSR A A H LA R
S

DLt mL TAERCAH], B 100 pL 25.0 mg/mL [¥)#{% DMSO fi##UnE] 900 pL TR+, REEIS .
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