
Product Name: GSK J4 free base
Cat. No.: GC12997

Chemical Properties

Cas. No. 1373423-53-0

Chemical
Name

ethyl 3-((6-(4,5-dihydro-1H-benzo[d]azepin-3(2H)-yl)-2-(pyridin-2-yl)pyrimidin-4-yl)amino
)propanoate

SMILES CCOC(CCNC1=CC(N2CCC3=CC=CC=C3CC2)=NC(C4=CC=CC=N4)=N1)=O

Formula C24H27N5O2 M.Wt 417.46

Solubility <41.75mg/ml in DMSO; <41.75mg/ml
in ethanol

Storage Store at -20°C

General
tips

For obtaining a higher solubility , please warm the tube at 37 ℃ and shake it in the
ultrasonic bath for a while.Stock solution can be stored below -20℃ for several months.

Shipping
Condition

Evaluation sample solution : ship with blue ice All other available size: ship with RT , or
blue ice upon request.

Structure

Background

GSK-J4 is a potent dual inhibitor of H3K27me3/me2-demethylases JMJD3/KDM6B and UTX/KDM6A
with IC50s of 8.6 and 6.6 μM, respectively. GSK-J4 inhibits LPS-induced TNF-α production in human
primary macrophages with an IC50 of 9 μM. GSK J4 is a cell permeable prodrug of GSK-J1[1][2][3].
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GSK-J4 has cellular activity in Flag-JMJD3-transfected HeLa cells, in which GSK-J4 prevents the
JMJD3-induced loss of nuclear H3K27me3 immunostaining. Administration of GSK-J4 increases total
nuclear H3K27me3 levels in untransfected cells. GSK-J4 significantly reduces the expression of 16 of
34 LPS-driven cytokines, including tumour-necrosis factor-α (TNF-α)[1].GSK-J4 (5 μM; 48 hours)
causes a more than 3-fold increase in mouse podocyte H3K27me3 content. H3K27me3 levels in
cultured podocytes, GSK-J4 reduces Jagged-1 mRNA and Jagged-1 protein levels. Correspondingly,
when exposed podocytes to the inducer of dedifferentiation TGF-β1, pretreatment with GSK-J4
preventes both the increase in intracellular N1-ICD levels and the increase in α-SMA and the
decrease in podocin mRNA levels[2]. GSK-J4 (10, 25 nM) acts upon DCs promoting the
differentiation of Treg cells, improving Treg stability and suppressive capacities, without affecting the
differentiation of Th1 and Th17 cells[3].GSK-J4 inhibits JMJD3 expression that is induced by TGF-
β1[4].GSK-J4 inhibits H3K4 demethylation at Xist, Nodal, and HoxC13 in female embryonic stem
cells[5].

GSK-J4 Hydrochloride (10 mg/kg; i.p.; thrice-weekly for 10 weeks) attenuates the development of
kidney disease in diabetic mice[2].GSK-J4 (0.5 mg/kg, i.p.) significantly reduces the severity and
delays the onset of the disease of the mouse model of experimental autoimmune
encephalomyelitis[3].
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