
Product Name: SNX-2112
Cat. No.: GC13946
Chemical Properties

Cas. No. 908112-43-6
Chemical
Name

4-[6,6-dimethyl-4-oxo-3-(trifluoromethyl)-5,7-dihydroindazol-1-yl]-2-[(4-
hydroxycyclohexyl)amino]benzamide

SMILES CC1(CC2=C(C(=O)C1)C(=NN2C3=CC(=C(C=C3)C(=O)N)NC4CCC(CC4)O)C(F)
(F)F)C

Formula C23H27F3N4O3 M.Wt 464.48

Solubility ≥ 23.05 mg/mL in DMSO, ≥ 9.6 mg/mL in EtOH with
ultrasonic and warming 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 SNX-2112

Protocol

Cell experiment [1]:

Cell lines HepG2 cells
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Preparation Method

HepG2 cells were cultured in DMEM medium containing
10% FBS (fetal bovine serum) and 100U/ml penicillin-
streptomycin and incubated at 37°C in the presence of 5%
CO2. Cells were seeded in 96-well plates at a density of
5×104 cells/ml, 100μl medium was added to each well,
and cultured overnight. The cells were treated with
different concentrations of SNX-2112 (0.01, 0.1, 1, and
10µM) for 72 hours and then analyzed for cell viability.

Reaction Conditions 0.01, 0.1, 1, and 10µM; 72h

Applications
SNX-2112 treatment reduced the cell viability of HepG2
cells in a dose-dependent manner.

Animal experiment [2]:

Animal models NOD/SCID mice

Preparation Method

6-week-old NOD/SCID mice were housed in a specific
pathogen-free (SPF) animal house maintained at 23°C
with a 12h light/dark cycle and free access to water and
food. Eight mice per group were inoculated via the tail
vein with 1×107 K562 cells. SNX-2112 at a dose of
6mg/kg was injected via the tail vein starting on the fifth
day of K562 cell implantation, 5 times a week for 2 weeks,
and the expression levels of CD13+ and CD33+ were
measured.

Dosage form 6mg/kg; 5 times a week for 2 weeks; tail vein injection
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Applications
SNX-2112 treatment significantly inhibited the expression
levels of CD13+ and CD33+ in NOD/SCID mice inoculated
with K562 cells.
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Background

SNX-2112 is a potent inhibitor of synthetic heat shock protein (Hsp 90) with an IC50
value of 30nM[1]. SNX-2112 inhibits tube formation by human umbilical vein endothelial
cells via abrogation of the eNOS/Akt pathway and markedly inhibits osteoclast formation
via down-regulation of ERK/c-fos and PU.1[2]. SNX-2112 has been widely used to inhibit
tumor progression as well as to induce degradation of HSP-90 substrate proteins in
cellular and animal models[3].

In vitro, SNX-2112 treatment for 72 hours significantly inhibited the viability of HepG2,
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Huh7, and SK-Hep1 cells, with IC50 values of 0.36μM, 0.12μM and 0.24μM,
respectively[4]. Treatment with 125nM SNX-2112 for 48 hours inhibited Akt/mTOR
signaling pathway, upregulated LC3-II and Beclin1 expression, and induced autophagy in
HeLa cells[5]. Treatment with SNX-2112 at 0.2µM for 48h significantly induced apoptosis
in A-375 cells, accompanied by chromatin condensation, marginalization, and DNA
fragmentation[6].

In vivo, SNX-2112 treatment via oral administration at a daily dose of 80mg/kg for 15
days significantly inhibited tumor growth in a B16 cell xenograft tumor mouse model
and resulted in a reduction in intratumoral vessel density[7]. Intravenous injection of
6mg/kg SNX-2112 (five times a week) for two consecutive weeks significantly inhibited
the expression levels of CD13+ and CD33+ in NOD/SCID mice inoculated with K562 cells
and prolonged the survival time of the mice[8].
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