
 
D(−−−−)-2-Amino-5-phosphonopentanoic acid 
 
Product Number  A 8054 
Store at Room Temperature 
 
Product Description 
Molecular Formula:  C5H12NO5P 
Molecular Weight: 197.1 
CAS Number:  79055-68-8 
Synonyms:  D(−)-AP-5; D(−)-APV 
 
D(−)-2-Amino-5-phosphonopentanoic acid is a potent 
and selective antagonist for N-methyl-D-aspartate 
(NMDA) receptors.  The D-isomer is the active 
enantiomer of 2-amino-5-phosphonopentanoic acid.   
A review has discussed the effect of AP-5 
administration to rats on NMDA receptor activation 
and subsequent early stage development.1  A kinetic 
analysis of AP-5 dissociation from NMDA receptors in 
outside-out patches from cultured hippocampal 
neurons has been published.2 
 
Administration of D(−)-AP-5 to cultured rat cerebellar 
granule cells has been demonstrated to diminish 
glutamate-induced lactic dehydrogenase efflux.3   
D(−)-AP-5 has been shown to reduce the neurotoxic 
effects of 3-nitropropionic acid on organotypic striatal 
and corticostriatal slice cultures.4  A study in cortical 
neurons has studied the use of D(−)-AP-5 to block the 
NMDA-induced increase in intracellular Ca2+ and its 
effect on protein synthesis.5 
 
Precautions and Disclaimer 
For Laboratory Use Only.  Not for drug, household or 
other uses. 
 
Preparation Instructions 
This product is soluble in 1 M NH4OH (50 mg/ml), 
yielding a clear, colorless solution.  It is also soluble in 
water (9 mg/ml). 

Storage/Stability 
Stock solutions of this product (20 mM) may be stored 
at 4 °C.6 
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Sigma brand products are sold through Sigma-Aldrich, Inc.
Sigma-Aldrich, Inc. warrants that its products conform to the information contained in this and other Sigma-Aldrich publications.  Purchaser

must determine the suitability of the product(s) for their particular use.  Additional terms and conditions may apply.  Please see reverse side of
the invoice or packing slip.


