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Summary: A dental éﬁrgery case is described of a 12-year-old boy with type IIB von.
Willebrand’s disease (vWD), suffering from toothache caused by follicular. cyst. with in-
fection in the mandible. Prior to the surgery, a hemostatic effect of Haemate P was
studied. After the infusion of Haemate P (84 U/kg body weight of ristocetin cofactor
(Rcof.); 28 Ufkg of factor VIII activity (F. VIII: C)), F. VIII: C levels rose from 0.6
U/ml to 1.64 U/ml at 1 hour, 1.08 U/ml at 24 hours and 0.9 U/ml at 48 hours, respective-
ly. " The levels of Reof. increased from 0.24 U/ml to 2.75 U/ml at half an hour after the "
infusion and then gradﬁally decreased to 0.44 U/ml at 48 hours. The levels of botrocetin
cofactor (Bcof.). increased from 0.4 U/ml to 2.6 U/ml at half an hour after the infusion and
then gradually decreased to the preinf{ision level at 48 hours. Before the infusion, the
large multimers were absent in the plasma, whereas all multimers were presenf in the
platelets. After the infusion, the large multimers in the plasmd appeared for several hou_rs .
and gradually disappeared at 48 hours. ' .

Surgical procedures — an extirpation of the cyst in the mandibular bone and the ex-
tractions of 3 deciduous teeth (both sides of the second mandibular lower deciduous molars
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and the right upper second deciduous molar) and 1 supernumerary tooth in the maxilla —
were performed after the infusion of Haemate P (56 U/kg body weight of Rcof.; 18 U/kg
body weight of F. VIII: C). Further infusions of Haemate P were given every.12 hours

for 2 days and every 24 hours for the following 3 days.

After each infusion of Haemate

P, there was 2-3 fold increase of 3 activities of F. VIII/vWF. During the course of
Haemate P infusions, there was no significant side effect.

Index Terms
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Fig.1. Panorama X-ray.

DEREAH L | KOBREOHERNBHETHS LW
hi- (Fig.1).

HERED IEMAEE : ST EIZ b T, RBREHL
IMEASEVIRTHEIcH% Haemate P ORFER R % K
Hlt. F.WI: C L LT 28Ujkg {kE, Reof. 21T
84 Ulkg {AE D Haemate P 1,500 U »iGrEL, WM
Ba8REIC 7 b, BEMEFD F. IyWF F5EM: s
YO8 vWF multimer #&E DR L2HEL-L 25, F.
VI: C it 0.6 Uml 25 1 BSR4 12id 1.64 Ujml

- & BR L 24k 1.08 U/ml, 4885f#%cix 0.9U/

ml KT U7z, Reofl (3R] 0.24U/ml 2530574
2.75U[ml & BF U 48RsH#Ic 1L 0.44 U/ml L{ETL
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— 7L 48R in 0.36 U/ml 2 3igifiERTofE
ZIEL, Reof. HizISABRICHER Lz, vWF: Ag (3if
ERT 0.6 Uml 55305 %i 3.2 Ujml & 7 48K
#icix 1.00U/ml 2ETF LA (Fig.2). KHBIEOHE
i vWF multimer ###&1%, large mﬁltimer wRE

A follicular cyst in the mandibule (4) as well as a supernumerary tooth in the
maxilla (<) can be seen. Both sides of the second mandibular lower deciduous
molars and the right upper second deciduous molar remain ( - ).
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intermédiate 23 small m'ultime_r DR L VRN
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%%, large multimer X hEHETHERLIAD, 48FHEIE
Kﬁ;&&fﬁﬁﬁ”ﬁﬁ@ multimer &1 L7 (Fxg 3).
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A1 BRI F. I: € 2 LT 18UJkg f5E, Rcof.
LT 56 Ulkg {kE®D Haemate P 1,000 U %145
U RFTREETIC 8 R DBAFEL & | A0 a ik
L, 23oB TH/NEED follicular dental cyst %
(AR L
M =& B Ui, 0% 2 B I28RIMIE, % 3
AR, 24R5R e ABHE L.
EHHEEAAcHER L F.VI: C, F.VII: Ag, Reof., vWF:
Ag i3, toi EREED, EWRIMIRS &R
Lie], RIFcIbsiR% B (Fig.4).
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Fig. 3. Autoradiograph pattern of plasma vWF from a patient with Type IIB vWD before
(B) and at various intervals after infusion of Haemate P (N: normal plasma vWF).
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