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DMOG                                Data Sheet       

Catalog Number: MC11008 Product 
Type: 

Small Molecule 

Bio-Activity: 
 
Prolyl hydroxylase inhibitor 

 

CAS #: 
89464-63-1 

 

Research Categories: 

 
Neuroscience, cell death, oxidative stress, 
epigenetics 

Chemical 
Name: 

N-(2-Methoxy-2-oxoacetyl)glycine 
methyl ester 

Solubility: Soluble in DMSO (up to 25 mg/ml) or in 
Ethanol (up to 25 mg/ml). 

Molecular 
Formula: 

C6H9NO5 

Purity: > 98% Molecular 
Weight: 

 
175.14 

Format: Powder Ship 
Temp: 

Ambient 

 
Storage: 

 

-20°C 

Application Notes 

Description/Data: 
DMOG is known for its ability to inhibit PHD (prolyl hydroxylase domain)-containing proteins, activating HIF1α (1,2) and 
inhibiting JMJD2A (IC50 = 2.5 μM) (3). It also has been shown to offer neuroprotective effects and ameliorate neuronal cell 
death caused by neurotrophin deprivation (4). DMOG also inhibits the ATR/CHK1/p53 pathway and suppresses apoptosis 
induced by DNA damage (5). 
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