
LJI308

Cat. No.: HY-19713

CAS No.: 1627709-94-7

Molecular Formula: C21H18F2N2O2

Molecular Weight: 368.38

Target: Ribosomal S6 Kinase (RSK); YB-1

Pathway: MAPK/ERK Pathway; Cell Cycle/DNA Damage

Storage: Powder -20°C 3 years
4°C 2 years

In solvent -80°C 2 years
-20°C 1 year

SOLVENT & SOLUBILITY

In Vitro DMSO : 25 mg/mL (67.86 mM; Need ultrasonic)

Concentration

Solvent
Mass

1 mg 5 mg 10 mg

1 mM 2.7146 mL 13.5729 mL 27.1459 mL

5 mM 0.5429 mL 2.7146 mL 5.4292 mL

Preparing 
Stock Solutions

10 mM 0.2715 mL 1.3573 mL 2.7146 mL

Please refer to the solubility information to select the appropriate solvent.

In Vivo Add each solvent one by one:  10% DMSO  >>  90% corn oil
Solubility: ≥ 2.5 mg/mL (6.79 mM); Clear solution

1. 

BIOLOGICAL ACTIVITY

Description LJI308 is a potent pan-ribosomal S6 kinase (RSK) inhibitor, with IC50s of 6 nM, 4 nM, and 13 nM for RSK1, RSK2, and RSK3, 
respectively. LJI308 inhibits the phosphorylation of RSK (T359/S363) and YB-1 (S102) after irradiation, treatment with EGF, 
and in cells expressing a KRAS mutation[1][2].

IC₅₀ & Target RSK1 RSK2 RSK3

LJI308 inhibits S6K1 with an IC50 of 0.8 μM[1]. 
LJI308 inhibits YB-1 phosphorylation in CRC cells at concentrations of 5 to 25 μM. In a dose kinetics experiment, LJI308, 
starting at 2.5 μM, inhibits YB-1 phosphorylation in the KRAS mutated TNBC cell line MDA-MB-231 by approximately 86%. 
LJI308 effectively blocks RSK and YB-1 phosphorylation after EGF stimulation and after irradiation in KRAS wild-type HBL-
100 cells[2]. 
LJI308 (1-10 μM; 96 hours) decreases cell viability by up to 90%[3].
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MCE has not independently confirmed the accuracy of these methods. They are for reference only.

Cell Viability Assay[3]

Cell Line: HTRY-LT cell lines

Concentration: 1-10 μM

Incubation Time: 96 hours

Result: Decreased cell viability by up to 90%.

CUSTOMER VALIDATION

See more customer validations on www.MedChemExpress.com
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