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P2X7 receptor blockade reduces tau induced toxicity, therapeutic implications in tauopathies.
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TNAP upregulation is a critical factor in Tauopathies and its blockade ameliorates neurotoxicity and
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Regulation of proteasome activity by P2Y 2 receptor underlies the neuroprotective effects of
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Neurodevelopmental alterations and seizures developed by mouse model of infantile
hypophosphatasia are associated with purinergic signalling deregulation. Human Molecular Genetics,
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Transient P2X7 Receptor Antagonism Produces Lasting Reductions in Spontaneous Seizures and Cliosis
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Adenylate cyclase 5 coordinates the action of ADP, P2Y1, P2Y13 and ATP-gated P2X7 receptors on axonal

elongation. Journal of Cell Science, 2012, 125, 176-188.
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Journal of Pharmacology and Experimental Therapeutics, 2004, 311, 954-967.

Enhaced induction of the immunoproteasome by interferon gamma in neurons expressing mutant

huntingtin. Neurotoxicity Research, 2004, 6, 463-468. 27 h

Testing the ubiquitind€“proteasome hypothesis of neurodegeneration in vivo. Trends in Neurosciences,
2004, 27, 66-69.

P2X7 receptors in rat brain: presence in synaptic terminals and granule cells. Neurochemical Research,

2003, 28, 1597-1605. 3.3 94

Presence of functional ATP and dinucleotide receptors in glutamatergic synaptic terminals from rat
midbrain. Journal of Neurochemistry, 2003, 87, 160-171.

Neuronal Induction of the Immunoproteasome in Huntington's Disease. Journal of Neuroscience, 2003, p 298
23,11653-11661. :

Modulation of the Rat Hippocampal Dinucleotide Receptor by Adenosine Receptor Activation. Journal
of Pharmacology and Experimental Therapeutics, 2002, 301, 441-450.

Cloning and characterization of two novel zebrafish P2X receptor subunits. Biochemical and

Biophysical Research Communications, 2002, 295, 849-853. 21 35

Co-localisation of functional nicotinic and ionotropic nucleotide receptors in isolated cholinergic
synaptic terminals. Neuropharmacology, 2002, 42, 20-33.

Presence of different ATP receptors on rat midbrain single synaptic terminals. Involvement of the P2X3

subunits. Neuroscience Letters, 2001, 301, 159-162. 21 26

Independent receptors for diadenosine pentaphosphate and ATP in rat midbrain single synaptic
terminals. European Journal of Neuroscience, 2001, 14, 918-926.

Adenosine triphosphate and diadenosine pentaphosphate induce [Ca2+]iincrease in rat basal ganglia

aminergic terminals. Journal of Neuroscience Research, 2001, 64, 174-182. 2.9 22

Presynaptic diadenosine polyphosphate receptors: Interaction with other neurotransmitter systems.
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