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PRODUCT ANALYSIS SHEET 
 

Catalog Number: PHZ1141 

Lot Number: See product label  

Quantity: 0.1 mg 

Appearance: White solid 

Molecular Formula: C32H31N3O5 

Molecular Weight: 537.6 

Purity: ≥95%, as determined by HPLC 

Summary: KT5720 is a potent, cell permeable inhibitor of PKA, and is a valuable tool in studies delineating 
cAMP-dependent signaling pathways, including activation of the transcription factor CREB. 
Inhibition of PKC, PKG, and MLCK is negligible. KT5720 is prepared by a chemical 
modification of K-252a. This compound has utility in neuroscience studies, and has been used to 
examine the role PKA in CNTF-induced neuronal survival, BDNF-induced neuronal plasticity, 
and plasminogen and ganglioside-induced activation of microglia. This compound has also been 
used to examine the role of PKA in modulating the activity of ion channels and synaptic 
transmission. 

Biological Activity: PKA: Ki = 56 nM  

Solubility: Soluble in DMSO at a concentration of 1 mg/mL. 

Sterility: This product is not sterile. 

Storage: Store, as supplied, at –20oC, protected from light. Upon solubilization, apportion into working 
aliquots and store at –20oC. Avoid repeated freeze/thaw cycles. Solutions are stable at –20oC for 
up to six months. 

Expiration Date: Expires one year from date of receipt when stored as instructed. 

Related Products: PKA α/β [pT197] antibody, Cat. # 44-988 

PKA β [pS338] antibody, Cat. # 44-992G 

PKA II β [pS114] antibody, Cat. # 44-998G 

 

Caution: Avoid contact with eyes, skin, and mucous membranes. Wear protective clothing when handling 
this product. Not for human use. 
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