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=Abstract=

Effects of Aprotinin on Postoperative Bleeding and Blood Coagulation
System in Pediatric Open Heart Surgery

Yuncheol Shin, M.D.*, Taekook Cheon, M.D.™, Yong Soon Won, M.D.**
Yong Jin Kim, M.D.*, Joon Ryang Rho, M.D.*

From December of 1994 to April of 1995, we, SNUH Department of Pediatric Thoracic and
Cardiovascular Surgery, studied effects of aprotinin. 95 patients were randomly divided into two
groups : group I (n=47) with aprotinin and group Il (n=48) without aprotinin.

Aprotinin was given as one shot injection to cardiopulmonary bypass perfusion solution with dose
of 50,000 KIU/kg. Laboratory data such as hemoglobin, hematocrit, BUN, creatinine, fibrinogen,
electrolyte concentration, aPTT, PT, and AT [l was checked preoperatively, 5 minutes after
anesthesia, 5 minutes and 35 minutes after CPB circulation, and 5 minutes, 3 hours, and 24 hours
after reperfusion. Also, chest-tube drainage, transfused amount of RBC, platelet concentrate, and
fresh frozen plasma within first 24 hours postoperatively were checked and analyzed after transition
on body weight demension.

Only RBC transfused postoperatively had statistical significance with P value of less than 0.001.
Others had no difference statistical wise. Postoperative side effects of aprotinin was not detected weeks
after the surgery and there was no reoperated patient due to postoperative bleeding.

(Korean J Thorac Cardiovasc Surg 1996 ;29 :303-10)
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Table 1. Demographic data and data from CPB

Group 1 Group 11 p-value

232+ 45 357+ 69 0.135
92+ 10 137+ 19 0.048

Age (month)
Weight (kg)

Acyanotic (n) 17 (36%) 28 (58 %)
Cyanotic (n) 30 (64%) 20 (42%)
CPB (min) 126 +280 8 + 7.1 0.231

437+ 47 526+107 0.449
37+ 03 35+ 0.2 0.220
27+ 02 29+ 0.1 9.184

Ischemia (min)
Heparin dose (mg/kg)
Protamin dose (mg/kg)

CPB: Cardiopulmonary bypass

qmdi Hemoglobin
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N
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Fig. 1. Changes of hemoglobin in two groups (CPB: cardiop-
ulmonary bypass).

4) X2 A2

z}zte] 2B A 2l SAS 6.04 Z2 1Y & o] §-51e] A3
stolch dEm o) FFAE Hd £ BF 24} (standard
erron) & FAISl) o, viad4 W vl 2 B3
A e FASALE BpA FAMPHo2A testE
Arstel o, 2t WgEe A Aol @8 W} of F3
7}~ Alo)o] zleo] o] B repeated measures analysis of
variance s o|-g3tairt. SAH FAAHL p<005F 7€
2.2 ZF3kd

| ol
b a2Ee A AR R A L)eF A8 Table 134 72

o} gobe] ol BA Al Aol glaort AFL I
Foll ] 17 2rh Agich(p < 0.05). Fole] £F kol

Al44 9
A0PHAEA| OLZREHO| HHSTHof 0lX|ls &
Hematocrit
%
4%
40
B fS-y 5303
“ N (P>03 ) =
X
" \ /v A
15 T —+—Group |
1 —0—Group R
5
4 — - v - \
preop Smin after CPB Smin after 24hours after
reperfusion operation

Fig. 2. Changes of hematocrit in two groups(CPB: cardiop-
ulmonary bypass).
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Fig. 3. Changes ot fibrinogen in two groups{CPB: cardiop-
ulmonary bypass).
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Fig. 4. Changes of antithrombin il in two groups{(CPB: car-
diopulmonary bypass).
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Fig. 5. Changes of BUN in two groups (CPB: cardiopulmonary
bypass).

9)+= BUN(Fig. 5), Creatinine (Fig. 6)2] 5= 2] A|7}o]
wE W3 SAIEA oot Aoyt 7F Foll wE zlol
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Fig. 6. Changes of creatinine in two groups(CPB: cardiop-
ulmonary bypass).

INR PT —&~Group|
—0—Groupll

6

5

4 A

2 P> 08 —=%

1

preop 35min after CPB Shours after 24hours after
operation operation

Fig. 7. Changes of prothrombin time in two groups(CPB: car-
diopulmonary bypass).
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Fig. 8. Changes of aPTT in two groups(CPB: cardiopulmon-
ary bypass).
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Fig. 9. The amount of packed RBC transfused during first 24
hrs at iCU
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Fig. 10. The amount of fresh frozen plasma(FFP) transfused
during first 24 hrs at ICU
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Fig 11. The amount of platelet concentrates transfused dur-
ing first 24 hrs at ICU
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