FERAZRR: GSK-J1
FERAZ: GSK-J1

HEYEE

Description

GSK-J1 is a potent inhibitor of H3K27me3/me2-demethylases JMJD3/KDM6B and UTX/KDMG6A, with IC50

of 60 nM towards KDM6B.

IC50 & Target

IC50: 60 nM (KDM6B)[2]

GSK-J1 is selective for H3K27 demethylases of the KDM6 subfamily and specifically binds to endogenous

In Vitro JMJD3. GSK-J1 inhibits TNF-a production by human primary macrophages in an H3K27-dependent
manner[1]. GSK-J1 inhibits the demethylase activity of KDM5C with 8.5-fold increased potency compared
with that of KDM5B at 1 mM a-ketoglutarate, with IC50 of 11 uM and 94 pM, respectively[3].

In Vitro:
DMSO : 2 33 mg/mL (84.73 mM)
* "2" means soluble, but saturation unknown.
1mg 5mg 10 mg
Concentration
Preparing 1 mM 2.5677 mL 12.8386 mL 25.6772 mL
Stock Solutions 5mM 0.5135 mL 2.5677 mL 5.1354 mL
10 mM 0.2568 mL 1.2839 mL 2.5677 mL
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VAEIRIF R INEEFE R 10% DMSO—40% PEG300 —5% Tween-80 — 45% saline

Solubility: 2 2.5 mg/mL (6.42 mM); Clear solution
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Purified JmjD3 (1 uM) and UTX (3 puM) is incubated with 10 uM peptide
[BiotinKAPRKQLATKAARK(me3 )SAPATGG] in 50 mM HEPES pH 7.5, 150 mM KCI, 50 yM
(NH,;),S0O4-FeS0O,4-H,0, 1 mM 2-oxoglutarate, and 2 mM ascorbate (JmjD3, 3 minutes at 25°C; UTX,
Kinase Assay 20 minutes at 25°C) with various concentration of the inhibitor (0, 0.005, 0.01, 0.02, 0.05, 0.1 uM).
10 mM EDTA is added to stop the reaction. The reaction is desalted by zip tip and spotted on a
MALDI plate with a-cyano-4-hydroxycinnamic acid MALDI matrix. Samples are analysed on a

MALDI-TOF R system. [1]
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