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Description

OTS964 hydrochloride is an orally active, high affinity and selective TOPK (T-lymphokine-activated killer
cell-originated protein kinase) inhibitor with an 1C50 of 28 nM[1]. OTS964 hydrochloride is also a potent

inhibitor of the cyclin-dependent kinase CDK11, which binds to CDK11B with a Kd of 40 nM[2].

IC50 & Target

TOPK CDK11B

OTS964 hydrochloride (10 nM; 48 hours) suppresses cancer cell proliferation[1].
OTS964 hydrochloride (10 nM; 48 hours) increases cancer cell death[1].
OTS964 (0.1-2 uM; 24 and 48 hours) increases the expression of LC3-Il and decreases the expression of

P62, both in a dose-dependent manner[3].

Cell Proliferation Assay[1].

Cell Line: LU-99 cells
Concentration: 10 nM
Incubation Time: 48 hours

Result: Suppressed cancer cell proliferation.

In Vitro Apoptosis Analysis[1].
Cell Line: LU-99 cells
Concentration: 10 nM
Incubation Time: 48 hours
Result: Increased cancer cell death.
Western Blot Analysis[3]..
Cell Line: Hs683 cells, H4 cells
Concentration: 0.1,1,2uM
Incubation Time: 24 and 48 hours
Increased the expression of LC3-Il and decreased the expression of P62, both in a
Result:
dose-dependent manner.
0OTS964 hydrochloride (intravenously; 40 mg/kg on days 1, 4, 8, 11, 15, and 18) makes tumors shrinking
even after the treatment and finally revealing complete regression[1].
0OTS964 hydrochloride (oral administration; 50 or 100 mg/kg/day for 2 weeks) ultimately achieves complete
tumor regression[1].
Animal Model: Nude mice bearing LU-99 lung cancer cells[1]
Dosage: 40 mg/kg
Administration: Intravenously; on days 1, 4, 8, 11, 15, and 18
The tumors continued shrinking even after the treatment and finally revealed
In Vivo Result:

complete regression.

Animal Model: Nude mice bearing LU-99 lung cancer cells[1]

Dosage: 50 or 100 mg/kg

Administration: Oral administration; once every day for 2 weeks

Result: Achieved complete tumor regression.




Solvent&Solubility

In Vitro:
DMSO : = 83.33 mg/mL (194.26 mM)

*"2" means soluble, but saturation unknown.

Solvent Mass
1mg 5mg 10 mg
Concentration
Preparing 1mM 2.3312 mL 11.6558 mL 23.3117 mL
Stock Solutions 5mM 0.4662 mL 2.3312mL 4.6623 mL
10 mM 0.2331 mL 1.1656 mL 2.3312 mL
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Solubility: = 2.5 mg/mL (5.83 mM); Clear solution

10% DMSO—40% PEG300 —5% Tween-80 — 45% saline
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Solubility: = 2.5 mg/mL (5.83 mM); Clear solution
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