Patient with Bleeding Disorder
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T 36.5 °C, P 100/min, R 20/min, BT 100/60 mmHg
Alert, Moderately pale, no jaundice
No bleeding per gum
Chest - clear ; heart — no murmur
Liver and spleen — not enlarged
Lymph node — not palpable
Extremities — diffuse swelling of both arms and left shoulder with multiple ecchymoses

diameter 5-10 cm, ecchymosis diameter 15x15 cm at right thigh
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1. CBC : Het 14.2%, WBC 8650/ul, PMN 75% L 16%, M 5%, E 3%, B 1%, platelet

150,000/p11



2. Coagulogram : APTT 66.8 sec (N 29 —43 sec)
Immediate 1 : 1 mixing APTT assay 33.6 sec

2-hour 1 : 1 mixing APTT assay 59.5 sec
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1. Factor VIII activity 2%
Factor VIII inhibitor 29.6 Bethesda units

2. FANA : negative
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Acquired factor VIII inhibitor with muscle and subcutaneous bleeding
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!!N‘Mgﬁﬁ 1 LL“LJ’JV]Nﬂﬁ%ﬂHWi}ﬂ’JEJ acquired hemophilia (BU, Bethesda unit; DDAVP, 1-

desamino-8-D-arginine vasopressin; APCC, activated prothrombin complex concentrates)

aa o 1 g
Faneiulsne acquired hemophilia

A 4

Prednisolone 1 UN/NN/AU + Cyclophosphamide 2 uA/AN/TU x 3-4 Flanyd
+ Rituximab 375 U0/’ Flafazass x 4 dilaw

+ Intravenous immunoglobulin 1 AFU/NN/AU x 2 TU

A 4

AMzidoaven T uuswazdalisza factor VI 410091 5%

/ AN

Tay Tails

DDAVP 0.3 luTasniu/nn v

/ \ IA52AL inhibitor (BU)

@9 human 1D porcine factor VIII

Y

AOUAUDI Tunovauss

1% DDAVP 90 24 51 Tu4
58 APTT %5032 factor VIII vaal¥ien 1 92 Tu4

Human inhibitor titer < 5 BU Human inhibitor titer > 5 BU
\ 4 \ 4
Human factor VIII Porcine inhibitor titer

100-150 g1a/NA i.v. bolus / \

AR 10 glla/NN/AK. NHaBARDAM

<5BU >5BU

A\ 4 \

, v v
ADUAUDY lipovaues . - .
Porcine factor VIII APCC 75 ga/nn NN 8-12 32139
v 100-150 gﬁﬁ/ﬂﬂ i.v. bolus %38 recombinant factor VIIa 90-120
Wmssnuee ARG 4 GllA/NN/BY. luTasnsu/mnn nn 2-6 32 Tu9
5A APTT ¥3032#1 factor VIII ‘\
\ 4 \ 4
A
ABUAUDY lineveues linovueues

A 4

. v v .
Plasmapheresis AWAWMST A porcine

130 human factor VIII
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