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Cardiac hypertrophy is an in dependent risk factor for sudden cardiac death from ventricular
tachyarrhythmias (VTa). Granulocyte-colony stimulating factor (G-CSF) has recently been reported to
suppress VTa after myocardial infarction by modulating the function of gap junctions between
cardiomyocytes via maintaining Connexin-43 (Cx43). We hypothesized that the G-CSF could also
regress an enhanced vulnerability to VTa in the cardiac hypertrophy without ischemic fibrosis through
regulating Cx43.

We used Dahl salt-sensitive rats as LVH models. The inducibility of VTa by rapid ventricular burst
pacing was decreased in G-CSF administration groups compared to vehicles. Expression levels of
phosphorylated Cx43 was increased in G-CSF administerd rat hearts by western blotting.

We demonstrated that the G-CSF administration ameliorated the electrophysiological stability in the rat
model of cardiac hypertrophy by modulating the function of gap junctions through accelerating
phosphorylation of Cx43. Theses results warrant carefully designed clinical studies.
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induction protocol (Burst pacing)

» Catheter: 2Fr, quadripolar, 5mm
spacing (Ensemble, Japan Life Line)

» Pacing site: Ventricle = 1

> Pacing pulse: square wave (6 ms, 6 V)

» Pacing interval: 40 ms



» Pacing duration: 30 sec
» Number of Induction: 3 rounds

» Induction interval: 3 min
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