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Background
Signaling by intracellular cGMP and cGMP-dependent
protein kinase I (cGKI) is the major pathway in vascular
smooth muscle, by which endothelial NO regulates vascular tone. The most important targets of cGKI include the
myosin-interacting subunit of myosin phosphatase 1, the
regulator of G-protein signaling 2, the inositol receptor
associated cGKI-substrate, and the BK channel. Recent
evidence suggest that TrpC channels are also targets of
cGKI in smooth muscle and mediate, at least partially, the
relaxant effects of cGMP.
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Results
We tested this new concept by investigating the role of
cGMP/cGKI signaling on vascular tone and peripheral
resistance using cGKI-, TrpC6-, and TrpC3-knock-out
mice. We found no differences in the response to alphaadrenergic stimulation with respect to the contractility of
thoracic aorta or to the increase in peripheral resistance
using preparations from the knock-out models. Activation
of cGKI by 8-Br-cGMP diminished aortic tone and peripheral resistance to a similar extent in control, TrpC6-/-, and
TrpC3-/- mice. No effect of 8-Br-cGMP was observed in
preparations from smooth-muscle specific cGKI-/- mice.
Conclusion
The results suggest that cGMP/cGKI signaling in aorta
and peripheral vessels from mice does not require
TrpC6 or TrpC3 channels.

Submit your next manuscript to BioMed Central
and take full advantage of:
• Convenient online submission
• Thorough peer review

Acknowledgements
We thank Profs Birnbaumer (NIH) and Freichel (Homburg) for providing us
with TrpC6-/-, and TrpC3-/- mice.

• No space constraints or color figure charges
• Immediate publication on acceptance
• Inclusion in PubMed, CAS, Scopus and Google Scholar
• Research which is freely available for redistribution

* Correspondence: wegener@lrz.tum.de
Institut für Pharmakologie und Toxikologie, TU München, Germany

Submit your manuscript at
www.biomedcentral.com/submit

© 2011 Wegener et al; licensee BioMed Central Ltd. This is an open access article distributed under the terms of the Creative
Commons Attribution License (http://creativecommons.org/licenses/by/2.0), which permits unrestricted use, distribution, and
reproduction in any medium, provided the original work is properly cited.

