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THE INVESTIGATION FOR SUPPRESSION OF VENTRICULAR FIBRILLATION
BY SUPPRESSION OF ALTERNATIVE COMPLEMENT PATHWAY
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[Abstract]

Sudden cardiac arrest is the main cause of death in middle-aged people. Actually,
almost 100,000 sudden cardiac death is occurred annually, therefore the investigation to solve
sudden cardiac arrest is one of the mission of researchers in cardiovascular medicine. Among
several clinical researches, fatty-fibro change was observed in RV of patients with idiopathic
VEF. However, the mechanisms of fatty-fibro change in RV were not fully investigated. Then,
we tried to reveal the differential expressed genes in mice RV to investigate the cause of fatty-
fibrotic change. In consequence, alternative complement pathway was activated in mice RV.
To reveal the relationship between alternative complement pathway and arrhythmogenecity,
programmed electrical stimulation were delivered on mice ventricular epicardium. After
programmed electrical stimulation, C3KO and C3a receptor antagonist were suppressed VT
induction. Similarly, C3KO and C3a receptor antagonist suppressed calcium overload in isolated
cardiomyocytes isolated from RV. Accordingly, suppression of alternative complement pathway
was novel therapeutic target of idiopathic VF.





