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Effects of Verapamil on Oxygen Transport during Hemorrhagic

Shock in Dogs

Luo Decheng, et al (Department of Pathophsiology, Third Military Medical College)

The effects of verapamil on the oxvgen transport during a hemorrhagic shock
were studied in dogs. The animals were bled from the femoral artery and the mean
arterial pressure(mAP)was maintained at 5,33kPa(40 mmHg) for 90 minutes. During
the 60 to 80 minutes of hypotension, the animals of the treated group received
3 intravenons injections of verapamil with the dosage of 0.15 mg/kg of body
weight, while those of the control received a same amount of normal saline. Then
all the blood shed was transfused back to the animals and they were observed for

2 more hours.

[t was found that the total oxygen consumption of the treated gronp was far
much higher than that of the control(P<{0,01). The myocardial oxygen consump-
tion, dp/dt max and mAP of the treated group remained constant through the obser-
vation period but those of the comntrol were significantly decreased. The difference
of dp/dt max and mAP between the 2 groups was significant (P<{0,01 for dp/dt
max, P<C0,05 for mAP). Though the difference of myocardial oxygen consumption
was not significant between the 2 groups, but in the treated group, there was a
tendency of improvement of myocardial oxygen consumption after the administra-
tion of verapamil.

Hemorrhagic shock and its resuscitation induces a lowering of plasmaa calcium
and an overloading of calcium in the mitochondria to precipitate moycardial dama-
ge. Verapamil is one of the blocking agents of calcium, and can abolish the over-
loading of calcium in cells and mitochondria during hemorrhagic shock, which
will improve mitochondria respiration and ATP-generation to alleviate cardiac da-.
mage.
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Qxygen consumption/drug effects; Myocardium/physiology



