
Product Name: Bay 60-7550
Cat. No.: GC19512

Chemical Properties

Cas. No. 439083-90-6

SMILES O=C1N=C(NN2C1=C(N=C2[C@@H](CCCC3=CC=CC=C3)[C@@H](C)O)C)CC4=CC=
C(C(OC)=C4)OC

Formula C₂₇H₃₂N₄O₄ M.Wt 476.57

Solubility Acetone: 10 mg/ml,DMSO: 10
mg/ml,Ethanol: 10 mg/ml

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

Protocol

Cell experiment [1]:

Cell lines HT-22 cells

Peptides, Inhibitors, Agonists
www.glpbio.com

Product Data Sheet

Caution: Product has not been fully validated for medical applications. For research use only.
Tel: (909) 407-4943 Fax: (626) 353-8530 E-mail: tech@glpbio.com

Address: 10292 Central Ave. #205, Montclair, CA, USA

1 www.glpbio.com

https://www.glpbio.com/


Preparation Method

HT-22 cells were cultured in DMEM medium containing 10% FBS at 37°C in 5%

CO2. Cells were seeded in 96-well plates at a density of 1×10 5 cells/well. Cells

were divided into three groups: control group, 50µM corticosterone treatment
group, and 50µM corticosterone+1µM Bay 60-7550 experimental group. After 24
hours, 10µl MTT solution was added to each well and incubated for an
additional 4 hours at 37°C. The medium in each well was then replaced with
200µl DMSO, and the absorbance at 570nm was measured.

Reaction
Conditions

1µM; 24h

Applications
Bay 60-7550 treatment significantly rescued HT-22 cells from corticosterone-
induced cytotoxicity.

Animal experiment [2]:

Animal models Male C57bL/6 mice

Preparation Method

Male C57bL/6 mice (25-30g; 3 months of age) were housed at a controlled
temperature (22±1°C) with a 12h/12h light/dark cycle (lights on at 7:00 am). The
mice had ad libitum access to food and water. Transient cerebral ischemia was
induced by BCCAO. Vehicle or BAY 60-7550 was administered by oral gavage
(p.o.) at a dose of 1mg/kg/day for 21 days, followed by behavioral testing.

Dosage form 1mg/kg/day for 21 days; p.o.

Applications
BAY 60-7550 treatment alleviated BCCAO-induced behavioral disorders and
anxiety in mice.
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Background

Bay 60-7550 is a potent inhibitor of Phosphodiesterase 2 (PDE2) purified from bovine heart with an

IC50 value of 2.0±0.7nM[1]. Bay 60-7550 increased cGMP and cAMP levels and promoted cGMP

signaling[2]. Bay 60-7550 has been widely used in different animal models to improve depression-like

behaviors and enhance brain function[3].

In vitro, Bay 60-7550 treatment (1µM) for 24h rescued HT-22 cells from the cytotoxicity induced by

50µM corticosterone and reversed down-regulation of CBP proteins induced by corticosterone[4].
Treatment with 1µM Bay 60-7550 for 48 hours blocked oxidative stress and apoptosis in mouse

primary cortical neuronal cells treated with Aβ1-42 oligomers[5].

In vivo, Bay 60-7550 treatment via intraperitoneal injection at a dose of 3mg/kg twice daily for 4 days

reduced ethanol preference and intake without affecting locomotor activity in C57BL/6J mice[6]. BAY
60-7550 treatment (p.o.) at a daily dose of 1mg/kg for 21 days alleviated bilateral common carotid
artery occlusion (BCCAO)-induced behavioral deficits in mice and enhanced the expression of

pCREB and BDNF proteins in the hippocampus of mice[7]. Intraperitoneal injection of BAY 60-7550

at a daily dose of 3mg/kg for 14 days reversed Aβ1-42-induced memory impairment in mice [8].
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