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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 1 (n=47) with aprotinin and group II (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 Il 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)

Key words : 1. Aprotinin
2. Postoperative bleeding
3. Blood coagulation
4. Heart surgery, pediatric

* Ao sk o) sholl o} F--9] et mAl

* Department of Thoracic and Cardiovascular Surgery, College of Medicine, Seoul National University, Seoul
A el m A A A Y T

** Department of Thoracic and Cardiovascular Surgery, Samsung Medical Center, Seoul
SRECEEEER TR R
** Department of Thoracic and Cardiovascular surgery, Ewha woureu’s University, Dong Dae Moon Hosp, Seoul
=EATY 95 84 259 AlAEHA 95 109 24
FAA AL AEA, (110-460) A-E-A] S22 AZF 28, Tel. (02) 760-2348, Fax. (02) 764-3664



Al 2
2OPHAEA| OFZZE|HO| HHS A O|X= S&

A =

Mol oA Ad-gAH 7o A 2 HYF A HAF
T Y A A, el A fAageA, BAA 2 2
2] g -7 A e =z Q-7 ADE £33 sl
il s A A A S A3 A7) g el e B
AA 7} &A= A A5 v Edae] 2H4-
©.2 qlale] xR o =AM S 4 glo) ol X eI
A el A Bsl) & - (serine-protease) A A 2A] ez
)71 A oF Feh=wl-A R gs A o] #A4d3LE A8}
I, age] 75 13, Q13 7)ol o’ FA
7o) &4 stE ¥R o8 AAst=d Anr) gl

Aofel] glofA A= Fote] 1ot HA ofeix| i
wXMol BArsld A - o3 S A AAE
zH gt E3] Aol &F dagdo) A4 Ho, AlA
FAYA 5o YL B A9 Bl FAMAAY
& 333 FE R Q¥ 7Fd el =& 717} At

Aalel sl &F 288 Fol7] $1g ol e
Ab-go] de] ARE-E 7] A2 gl e, QlFAlE 7] 9] Ab
4 2 HEF ABF-Fol A% Y 7 7)o Sl
&t whe] &3t gt = oA ww|gtk Ho |, 53]
Aotel| gl of B Eld ] L-3F3) R 3ol itk Yo}
= FH< 2 Rl i RE s x4 ob] A ks A ok
2 Areo]r} Y. o]l A AE-2 AolfAlEA] o 2E
o] vz o4k, 53] dAawyEHY, AdsAEA A F
A3 750 ALS, S Y =5 g SA o v =
o3 gk, A7) 5ol x| i= d 8 55 A8t jh)

hel

1) XS Ao MF

—

19943 129456 1995 4947hA] Algo st ] Ao}
T ol 2] A= Al BAS 95H S Ak R
slo] A5 AlA] shdc). gholo) AAE A AlAlgte
2 Al uhe gl g, Al o] 20kg o]3ll At
Ao, $xbe] A WA aspirin, dipyridamol,
coumadin 5-2] 3-8 33| Fol & Wk Azl A A
], o] Aol o} ZZEPI & AF8-3FA] - A EA = 4]
&)l blood urea nitrogen (BUN), creatinine, 8-g317] A}
%ol Akl AE AT A= A} A
ol Zed S Fointd FolE A I (n=47), o}L 2 el
S Folubx) obe FolZ A Il (n=48)2.2 -2t 2 %)
A3kl

o §-2]
1996:29:303-1(

2) OtF ! Mol BiF YD OfZ2E|He| F0q ¢
=

ol 2|yl o] Fof = A &3 Fojubhll-& ARE-3}o] of3
ZEAS 9 o= qlFAlA 7] o 3-8l 50,00
KIU/kgE o8kt ”.

npH = Fole] AFL 7|FE 2 & 3}o] fentanyl, midazo
am, pancuronium bromide 5.2 v} F = B FA|E 2
Ak BE Aol dlolA FEEF 9 =5 Hox 647
o] F<k QI EEFV & T FHEE A3}

A=A FHY I TA = A sEA #H s
300U/kgE A Fsldod, Aeedt =5 A -S347
(activated clotting time)2 800% o]t #-#|3}¢l o, 70
Z o]zlal A-oll= Al HAS F71 skl A7 F2
4o 2AA] A Fo) 10kge]d}al Aol = A E T (pa
ked RBO)E 1 unitE AH8-3akl o, Al Fe] 10kg o] &<
7 $-ol| == Fho}e] A& -84 (hematocrit, 0.32 0]3})e
weba] F7p2Ql S Abg-slsoh Al 9 d =5 AT
T-8280] 0.18 o]3}al Z-F-oll = H-& Fr7}H o2 AH
st Al ejesE 2 epnl e A4S A )
(&4, d38 B35, Zg2elyl Fod) 2akA-S 184
LA o] HATEEE TRl fukS AbEsle] Fo
stodry. T2ER FolF opr] XS IAITHACT)S -
A 3lo] 200% o]Akal 7 gl A Ql ZREpnl S A
sl =5 582 gtolo] g 2R 77} 10.5 0|2
Ql 75l 8E sl o, AlFd 10ccg-aFe] FHA3

& Sustain

3) S WH U AN BE 2

A ALE 1ak Foje) A2 A T4
FolA) Alstela, FHae] WAF AL Fu ol
AAlalsieh. Wl ol AR, vk S A7) 3
A SR, A7) B SRR A RE SEF ARF

A|ZEE 5l 24A|7bFo) Zhz) A F sle] s BFEHl, Fvh
Z8l, BUN, Creatinine, 4 -fA4¥ (fibrinogen), A& A 3
=, B4 5 3A17F, 2 EEHIA| 7k (prothrombin time),
33} E Zd] (antithrombin I11) 5-& =4 314t}

ol ge|de] A3 AAL 8 Yo o F(AFI),
d572 g4 FHFTD), Fda] AF2EA A5 24
b Eeke] F3-E 53 iy (A T 55 vl
FDE B3 Ao o] of2 FHE 24A)17F Fake] of& HA¢
o] AFoz pro] vt} zh ghxpgte] QA B
Table 13} 2o},

S~

N



o 9] A
1996,29:303-10

Table 1. Demographic data and data from CPB

Group 1 Group II p-value

232+ 4.5 357+ 69 0.135
924+ 1.0 137+ 1.9 0.048
17 (36%) 28 (58%)

30 (64%) 20 (42%)

126 +280 89 + 7.1 0.231
43.7+ 4.7 52.6+10.7 0.449
37+ 03 35+ 0.2 0.220
274+ 02 29+ 0.1 9.184

Age (month)

Weight (kg)

Acyanotic (n)
Cyanotic (n)

CPB (min)

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

CPB: Cardiopulmonary bypass
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Fig. 1. Changes of hemoglobin in two groups (CPB: cardiop-
ulmonary bypass).
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Fig. 2. Changes of hematocrit in two groups(CPB: cardiop-
ulmonary bypass).
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Fig. 3. Changes of fibrinogen in two groups (CPB: cardiop-
ulmonary bypass).
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Fig. 4. Changes of antithrombin Hl in two groups(CPB: car-
diopulmonary bypass).
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Fig. 5. Changes of BUN in two groups (CPB: cardiopulmonary
bypass).
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Fig. 6. Changes of creatinine in two groups (CPB: cardiop-
ulmonary bypass).
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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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