BMC Pharmacology

BioMed Central

Open Access

Meeting abstract

Cell adhesion-dependent trafficking and targeting of TRPC4
channels in human vascular endothelium
Annarita Graziani, Martin Krenn, Michael Poteser and Klaus Groschner*
Address: Institute of Pharmaceutical Sciences, Pharmacology & Toxicology, University of Graz, Austria
Email: Klaus Groschner* - klaus.groschner@uni-graz.at
* Corresponding author

from 13th Scientific Symposium of the Austrian Pharmacological Society (APHAR). Joint Meeting with the Austrian Society of Toxicology (ASTOX) and the
Hungarian Society for Experimental and Clinical Pharmacology (MFT)
Vienna, Austria. 22–24 November 2007
Published: 14 November 2007
BMC Pharmacology 2007, 7(Suppl 2):A17

doi:10.1186/1471-2210-7-S2-A17

<supplement> <title> <p>13th Scientific Symposium of the Austrian Pharmacological Society (APHAR). Joint Meeting with the Austrian Society of Toxicology (ASTOX) and the Hungarian Society for Experimental and Clinical Pharmacology (MFT)</p> </title> <editor>Ernst Singer and Thomas Griesbacher</editor> <note>Meeting abstracts – A single PDF containing all abstracts in this Supplement is available <a href="[http://www.biomedcentral.com/content/files/pdf/1471-2210-7-S2-full.pdf]">here</a></note> <url>http://www.biomedcentral.com/content/pdf/1471-2210-7-S2-info.pdf</url> </supplement>

This abstract is available from: http://www.biomedcentral.com/1471-2210/7/S2/A17
© 2007 Graziani et al; licensee BioMed Central Ltd.

Introduction

Conclusion

RPC4 has been suggested as a prominent Ca2+ signaling
element of vascular endothelial cells, which governs
endothelial permeability. In an attempt to identify mechanism that link TRPC4 to cell adhesion, we tested the
hypothesis that TRPC4 communicates with adherens
complexes by mechanisms other than generation of global cellular Ca2+ signals.

Our results suggest recruitment of TRPC4 into a junctional
signaling microdomain of the vascular endothelium.
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Results
In human microvascular endothelial cells (HMEC),
TRPC4 was found to co-precipitate with VE-cadherin,
indicating a physical coupling between TRPC4 and components of junctional complexes. Membrane presentation
of TRPC4 as determined by surface biotinylation was
found dependent on the formation of cell-cell contacts.
Membrane presentation of TRPC4 was divergently
affected by pro-inflammatory stimuli in cell displaying
cell-cell contacts as compared to cells lacking contacts. At
>90% confluency, epidermal growth factor (EGF) reduced
membrane presentation of both VE-cadherin and TRPC4.
By contrast, enhanced EGF-induced surface recruitment of
TRPC4 was observed when cell-cell contacts were lacking.
Cell adhesion-dependent targeting of TRPC4 was further
analyzed by fluorescence imaging of channel localization
and cellular Ca2+ signals in HMEC as well as in HEK293
expression system.
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