
Okadaic acid sodium

Cat. No.: HY-N6785A

CAS No.: 209266-80-8

Molecular Formula: C44H67NaO13

Molecular Weight: 826.98

Target: Phosphatase; Apoptosis

Pathway: Metabolic Enzyme/Protease; Apoptosis

Storage: -20°C, sealed storage, away from moisture
* In solvent : -80°C, 6 months; -20°C, 1 month (sealed storage, away from moisture)

BIOLOGICAL ACTIVITY

Description Okadaic acid sodium, a marine toxin, is an inhibitor of protein phosphatases (PP). Okadaic acid (sodium) has a significantly 
higher affinity for PP2A (IC50=0.1-0.3 nM), and inhibits PP1 (IC50=15-50 nM), PP3 (IC50=3.7-4 nM), PP4 (IC50=0.1 nM), PP5 (IC50

=3.5 nM), but does not inhibit PP2C. Okadaic acid sodium increases of phosphorylation of a number of proteins by inhibiting 
PP, and acts a tumor promoter. Okadaic acid sodium induces tau phosphorylation[1][2].
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In Vitro Okadaic acid sodium (0-100 nM; 24 h or 48 h) inhibits the proliferation of AGS, MNK-45, Caco 2 cells[3]. 
Okadaic acid sodium (10 nM; 8 hours) increases Drp1 phosphorylation and mitochondrial fission in rat cortical neurons[4].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

Cell Proliferation Assay[3]

Cell Line: AGS, MNK-45 and Caco 2 cell lines

Concentration: 0-100 nM

Incubation Time: 24 h or 48 h

Result: Inhibited the proliferation of AGS, MNK-45, Caco 2 cells.

Okadaic acid sodium (100 μM; injected unilaterally to the lateral amygdala) induces Tau phosphorylation and 

protein aggregation in anatomically distinct brain regions 24 h post-injection[5].

Induction of alzheimer's disease model[6]
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Okadaic acid sodium is a Ser/Thr phosphatase enzyme inhibitor that causes Tau hyperphosphorylation and 

induces the intracellular aggregation of neurofibrillary tangles.

Specific Mmodeling Methods

Mice: Wistar • male •? 250–300 g  

Administration: 100μg • icv • single dose

 
Modeling Indicators

Molecular changes: Induced increases in pTauser396 in the hippocampus.

Opposite Product(s):
 
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

CUSTOMER VALIDATION

See more customer validations on www.MedChemExpress.com
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Caution: Product has not been fully validated for medical applications. For research use only.
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