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Abstract

Anesthetic Management of the Oral Surgery in a Child with Hemophilia A

—A case report—

Chang-Joo Park, Jong-Ho Lee, Hyun-Jeong Kim*, and Kwang-Won Yum*

Departments of Oral and Maxillofacial Surgery, *Dental Anesthesiology,
Seoul National University College of Dentistry, Seoul, Korea

Hemophilia A is the most common congenital bleeding disorder, which is sex-linked disease, caused
by a deficiency of clotting factor VIII. We experienced a case of alveolorrhaphy using iliac bone graft
under general anesthesia for the correction of bilateral cleft alveolus in 10-year-old boy with hemophilia
A. Factor VII activity in this patient was 0.7%, on the severely deficient level, and aPTT was 100
seconds. Just before operation, he received 1,750 units of factor VIII intravenously for loading dose.
After we confirmed his factor VIII activity improved to 95% and aPTT to 38.4 seconds, operation was
begun. No more transfusion was needed during the operation. In his postoperative care, he received
50 units/kg a 12 hours for 3 days and 30 units/kg a 12 days for 2 days. His factor VIII activity was
maintained at 57—139% during his hospitalization. He was discharged without any anesthetic compli-
cation.

So we report this successful case of anesthetic management for the oral surgery in a child with
hemophilia A. (JKDSA 2002; 2: 27~32)

gl O

Key Words: Anesthesia, Hemophilia, Oral surgery
g9 AL YAgIAA VIIY $Fog Ay 2y P ok WAgndAr}t Tyl 3IA
Aol Bole Adux $4 Agtolch Wy B gky] WEel AWAurE AP W A okF

9] ZZelle 1950304 1960 d7tA] 1WA 7k
(whole blood)¥} AlA¥ZHfresh plasma)S AL

AR} WA, ALEUA F2T AAE 2897
Agoltta Aztojet A sepA ek
SHWF: 110-744

Tel: +82-2-760-3042, Fax: + 82-2-766-9427

E-mail: dentane @plaza.snu.ac.kr

27

l
At 27 AAAAAT AEe] Asvigen U

W BA7} Sgold AANAE wE AL B &
Qs BT i3 olHS Yoick. AR A

Agm Rl o olshrt FobAm ALYALE
(cryoprecipitate)ol] AR VIIle] Folglehe 4
Ao| WA= eH, QAmAA VI FZA
AANEA W BASE BYAH Fo| e

o



28 iakxFolsheheA A2 W A 13 2002

AARAE BE F Y& Aol FaAA At H2
ot GAIA fHY PR NEE Ve 7
% vholela Zedolt SmAR AAAA A $9
AYAel U7 wEol Ao An TR A
Holld 5% 484 AxF A2 448 23

B9y Ao AT 4 F H4 139 T FE
2 W HEE AT Yo BY WL 44
& 223 59 3¢ AW ARE 2A4Y £
SIEHA7O} et al, 1998). AT WA mazte] A
A% YFFEE 4AQHE F¢ F 2 ¢ 9
294 A% YL F Yok B e Po3
fol WY A Hotel TR +4¢ 4FYoz

w3l Befsisislel waske wholch.

ol

2l

3t 104 FoHAlA 135 cm, AHIF 40 kg2 %
F4 A=PE AT L o7 A=d ¥
w7l Aste] APt A ARHY FAFE
42 AF 7Rl HGE EAYe] U FEAH
=2 A fgend, 4 o FAEGEE A% A
Avkd FE F 7130 AR A B8R R
+AdeR i A% AAEYE U3l FEE
A ZE HEE 7BAR A olF d AT
< i3 A5 Al SEFo] o) g
A &S AE ol

ofN L %

249 ¢ 3 WARA 47 4 BAVEES
E e} Al R ZHactivated PTT)7} 100234 29—45%),

HS TR VIIo] 0.7% (B4 60— 140%)2 287
o] Qle Ag Asne Bl A= BY

t

24 FAS ggler AL Y4slol gich
B $¢ 0% A PREFoz $3AR VI

(Green Mono, 542}, ti3halE)g kgd 50912 A
e AGEFeT kg S0DAS 12412 24
oz AZESY. oldl 4% A% A AR 2PTT
X 422, YNe57} VIIE 95%2 ZAHQ}

Sed B2 A A% WMoz A% 5w
FEE Holx A%z e AXXE A stk
B QB BAFFE 4371 4 ol Y
100/60 mmHg, B wluld= 1203], AL 36.5%, 2ot
¥ 2312 Y £A4E H3oh

vl §5=+ atropine 0.5 mg, thiopental 175 mgS
RFT vhad AT SFUAHA T3
71E5AE #elslar vecuronium 5 mgg AFEA
ok AlEHQ dAFAS) FE F ASHQ) g4F
AE stel AF 2 FF ol FeEE AXstA
FET ol AP b5 TZAVNBANNAG S
ol-8sto] W7 60 mm v|Z|{Y FHE FEF A
stot &% ¥ 7199 ARtk ¢ $ 1 Lmin
N0, 1 L/min O;, Z18]3 enflurane2 2 v} -FA| &
st ¢ F A9 9 FIE= A ol

wRHAIZE 3A1ZE 308 F TFEALE AN
W 4% 3 FolE 4o HA 90 mlolgleh.
Tranexamic acid 800 mgo] =& F W] Eilslo]

Table 1. Perioperative Patient’s Results of Coagulation Panels

aPTT (s) Factor VII (%)  Factor VIII Ab PT (INR) PT (%)
Preop 1 83.5 0.7 - 1.01 99
Preop 1I 38.4 95 - 0.93 112
Postop 0 D 41.3 91 1.03 96
Postop 1 D 36.3 95 1.06 92
Postop 2 D 322 101 - 0.96 94
Postop 3 D 37.8 139 - 097 105
Postop 5 D 459 57 - 1.06 92
Reference 29-45 60— 140 0.8—1.2 80—120

aPTT: activated partial thromboplstin time. PT: prothrombin time. INR: international normalized ratio
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Table 2. Major Surgery in Hemophilia: Abdominal, Intracranial and Orthopedic. The Values are Guidelines Only and
Higher Levels and Increased Frequency of Administration May be Necessary. Hemostatic Levels Will Seldom

be Less Than Those Quoted

Peak factor level desired (IU/dl)

Dosage (IU/kg)

Frequency interval (hr)

Factor VII Factor XI Factor VIII Factor IX Factor VIII Factor IX
Preop 80—100 50—80 40—50 50—80 Stat Stat
Postop 1-3 D 80—100 50—80 40—50 25—-40 8—-12 12—18
Postop 4—6 D 60—80 40—50 30—40 20—-25 8—12 12—18
Postop 7—10 D 30—60 30—40 15-30 15-20 12 18
Postop 10—-12 D 20—40 20—-30 10—-20 " 20-30 24 24

(Rickard, 1995)
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Table 3. Dentistry in Hemophilia: Invasive Dental Procedures, Extractions and Surgery. The Values are Guidelines Only
and for Extensive Dental Procedure or Surgery Higher Levels May Be Necessary for Longer Periods of Time

Peak factor level desired (TU/d}) Dosage (IUjkg) Frequency interval ¢hr)
Factor VIII Factor IX Factor VIII Factor IX Factor VIII Factor IX
Preop 70—80 50—-60 35—-40 50—60 Stat Stat
Postop 1—2 D 50—60 30-40 25-30 30—40 12 12—-18

(Rickard, 1995)

Table 4. Regimens for Induction of Immune Tolerance in Hemophilia A with Inhibitors

High-dose regimen: Bonn protocol
Factor VIII 200—300 IU/kg daily, alone or in combination with activated PCC, over 1—3 years
Low or intermediate regimens

Factor VOI 25 IU/kg every other day for 1 — 12 months
Factor VIII 50 IU/kg once daily (steroids in some patients) for 1 — 12 months
Malmé treatment model

Extracorporeal immunoadsorption to protein A

Cyclophosphamide 12—15 mg/kg IV for 2 days, then 2—3 mg/kg PO for 8 —10 days
Factor VIII daily to maintain level of 40— 100 IU/d]l for 2—5 weeks

Intravenous gamma globulin (IVIG) 0.4 g/kg from the 4th day, for 5 days

After eradication of inhibitor, Factor VIII 30 IU/kg 2—3 times/week

(Seremetis, 1995)
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