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w EBE W R ey (min) B (min) G BOGE WE BRR R B
131 5 ASD Asmg s 3 A H @ B A
2| % % ASDIM: ASD Bask 35+ 18 H B W e =
3| 42 B ASD+MVP ASDEAg+MAP  gg* 55 ) WoW W0
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production dET 5 L 1L, *7: Diamond® it
LD EFEZEOEERFIC  glucagon & norepine-
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BN 182 oic glucagon TlX X » Aigus MVO,
DHERTTHE L TEOEMERREL TW5.
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T glucagon 17 X 5L OMMLETEL (JER)D
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Effects of glucagon on coronary circulation and
myocardial metabolism after open heart surgery

Masaki WAKAMATSU*, Michio YAMAMOTO*, Kazuhiko TANAKA**,
Keiji KUMON** Kenji HAYASHI*** Yoshitugu KITO***
Kohei KAWAZOE*** Tsuyoshi FUJITA***

*Department of Anesthesiology, Gifu University School of Medicine, Gifu
**Department of Intensive Care Unit and ***Department of Cardiac Surgery,

National Cardiovascular Center, Osaka

Key words: glucagon, coronary sinus blood flow, coronary
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Glucagon were administered 0.5 pg/kg/min
intravenously for 60 minutes period to patients
immediately after open heart surgery. In 5
patients, glucagon produced a 23% increase
in coronary sinus blood flow, a 20% increase
in myocardial oxygen consumption and a 25
9, decrease in coronary vascular resistance at
the end of infusion. Only slight change of
myocardial oxygen extraction suggests that
the increase in blood flow is sufficient to
meet the increased myocardial oxygen dema-
nds induced by glucagon. In 4 patients, exa-
minations were made on the myocardial
extraction and usage of lactate, pyruvate,

glucose and free fatty acid after glucagon
administration. Glucagon produced a 222%
increase in arterial insulin concentration at
the end of infusion, but this was not always
followed by a clinical improvement in myo-
cardial function and metabolism.

In addition, glucagon showed a mild ino-
tropic action and produced a 15% increase
in cardiac index at the end of infusion.

In conclusion, our results indicate that glu-
cagon is a moderately effective agent to aug-
ment cardiac function after open heart sur-
gery but its effect on myocardial metabolism
needs further careful clinical observation.
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