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• Over 23 million people in the world are afflicted with heart failure, many of 
whom suffer from GI symptoms, the pathology of which has not been 
adequately studied. 

• In our previous research using a mouse model of increased vascular 
calcification, we uncovered a link between chronic HF and reduced GI motility

• GI motility is controlled by interstitial cells of Cajal (ICC), the electrical 
“pacemaker” cells of the GI system

• We established that mice affected by vascular calcification and HF have 
reduced slow wave amplitudes with preserved frequency

• We wish to examine whether vascular calcification-induced HF is associated 
with loss of ICC or the connectivity of ICC networks, to determine whether this 
plays a role in GI dysmotility of these mice 

This image illustrates that the body works as a unit. Specifically, we should note how the sympathetic chain via branching neurons 
innervate the viscera, including the heart and GI organs. This connection may be explored when examining heart failure and GI motility. 
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