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Safety of Aprotinin Under Hypothermic Circulatory Arrest

Byung-Chul Chang, M.D*, Joung-Taek Kim, M.D*** Young-Lan Kwak, M.D**
Shi-Ho Kim, M.D*, Kyung-Jong Yoo, M.D*, Che-Hyuk Lee, M.D*% Yong-Woo Hong, M.D**,

It was reported that use of aprotinin in elderly patients undergoing hypothermic circulatory
arrest was associated with an increased risk of renal dysfunction, and myocardial infarction as
a result of intravascular coagulation. We reviewed 20 patients who received high-dose
aprotinin under deep hypothermic circulatory arrest with(NP group, n=11) or without selective
cerebral perfusion(SP group, n=9). The activated clotting time was exceeded 750 seconds in
all but 1 patient. After opening aortic arch, retrograde low flow perfusion was maintained
through femoral artery to prevent air embolization to the visceral arteries. Four patients among
20 died during hospitalization due to bleeding, coronary artery dissection, pulmonary
hemorrhage and multiple cerebral infarction. Postoperatively, cerebrovascular accidents occurred
in two patients; one with preoperative carotid artery dissection and the other with unknown
multiple cerebral infarction.

In conclusion, use of aprotinin in young patients undergoing hypothermic circulatory arrest
did not increase the risk of renmal dysfunction or intravascular coagulation if ACT- during

circulatory arrest is maintained to exceed 750 seconds with low-flow perfusion.
(Korean J Thorac Cardiovasc Surg 1997;30:501-5)
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Table 1. Preperative patient data (N=20)

variables Number of patients

Age(year) 25~72(55£11) *
Male/Female 9/11
Hypertension 15

ACE inhibitor 4

CAOD * * 1

CVA *** history 2

Renal disease 2

(Creatinine =2.0 mg%)

* mean(range). **CAOD : coronary artery obstructive disease
**x CVA : cerebrovascular accident

Table 2. Surgical procedures

Extent of resection Number of patients

Ascending (Bentall) 12(5)
Ascending & arch 6
Ascending & arch & descending 1
Arch 1
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Table 3. |Intraoperative data

ACT (second)

during CPB**

during TCA**
Duration of total CPB(min)
Duration of TCA (min)

865 (587-1194)***
1,005(639-1531)
2501(113-422)
46(22-120)

* CPB : cardiopulmonary bypass
** TCA : total circulatory arres
*** mean (range)
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Table 4. Blood component transfusion and postoperative
blood loss

Units transfused

Packed red cell 2.9(0-17)
Fresh frozen plasma 3.4(0-22)
Platelets concentrates 1.1(0-10)
Whole blood 0.9(0-3)

Postoperative chest tube

output (first 12h)(ml) 485(150-1,330).

* mean (range)
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Table 5. Morbidity and mortality

Bleeding 2(1)*
Lung hemorrhage 1(1)
Renal dysfunction 1

(elevation of creatinine = 1.5)

Perioperative myocardial infarction 1(1)
Stroke 2D

* Numbers in parentheses are hospital mortality.
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