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Significance of an Elevated Coronary Sinus Pressure on Coronary Collateral Flow
——Effects of Coronary Sinus Occlusion Procedure——
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Significance of an Elevated Coronary Sinus Pressure
on Coronary Collateral Flow

——Effects of Coronary Sinus Occlusion Procedure——

Ido, A., Hasebe, N., Matsuhashi, H., Natori, S., Kohmura, C., Kawamura, Y. and Kikuchi, K.

First Department of Internal Medicine, Asahikawa Medical College, Asahikawa, Japan
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The effects of an elevated coronary sinus pressure,
induced by coronary sinus occlusion (CSO), on
coronary collateral flow and regional myocardial blood
flow (RMBF) were studied in 18 anesthetized open
chest dogs. During CSO, RMBF in the ischemic region
increased in 78% of dogs. There was a significant
positive correlation between the increase of RMBF (A
RMBF) in the ischemic region and the peak coronary
sinus pressure during CSO (r=0.59, p<0.05). More-
over, the % velocity of coronary arterial blood flow

1100 R F ¥

following coronary arterial occlusion and reperfusion
correlated negatively with A RMBF in the ischemic
region (r=-—0.50, p<0.05), and coronary sinus
pressure during CSO (r=—0.59, p<0.05), respective-
ly. These results suggest that the elevated coronary
sinus pressure during CSO enhances coronary arterial
collateral flow from the non-ischemic region to the
ischemic region, and it may contribute to the protec-
tion of the ischemic myocardial damage.



	cover
	2011年10月03日11時43分12秒

