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REMOTE CARDIAC INJURY MEDIATED BY NEUROGENIC PATHWAY: 
A CARDIAC DELETERIOUS EFFECT AND PREVENTS STRATEGY
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Objects. This study sought to determine the molecualr and neuronal basis, which brain ischemia induced remote cardiac injury via cardotid artery vascular surgery.
Background. To date there are no basis science studies addressing the deleterious effect of remote vascular surgical procedure upon myocardial ischemia/reperfusion (I/R) injury, though clinical observations support that such effects exist. We previously described carotid artery vascular surgery upon infarct size after I/R called remote cardiac injury (RCI). In the present study, we elucidate mechanisms underlying this phenomenon.
Methods and Results. A mininimally traumatic mouse model of  myocardial I/R injury was used to ascertain  the effect of remote surgical procedures, cardotid artery vascular surgery upon I/R injury. Cytokines knockout mice were employed to determine the effect of TNF-(, IL-1, IL-6, BK1R and (-adrenergic signaling. Sympathetic ganglion blocker (Hex) is used to address this possibility of a ganglion transmission in RCI. We show that the myocardium deleterious effect is initiated by the unilateral cardotid artery vascular surgery, and requies neurogenic pathway while rule out an essential diffusible hummoral factor as the cause of cardiac deterioration after I/R. Our results demonstrate RCI is independent of TNF-(, IL-1, IL-6, (-adrenergic, or BK1R signaling. Finally, our data support our development of an inductive approach to steer the discovery of novel signaling components in this study.
Conclusion. Certain surgical vascular surgery (i.e. cardotid artery vascular ligation) induced at a remote site contributes to MI that may reflex a novel therapeutic strategy to prevent myocardium deleterious.
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