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o luameriugdihe biftomea usifldsunes s com-
puted tomography (CT) 29a38N09WL minimal subdural
hematoma with cerebral contusion at right frontotemporal
region LAY linear skull fracture at right parietal bone
wmd s Blulsmenaiiodanaams 3 fu Ay
st sansametaaATAmsaniimy complete
blood count (CBC): WBC 12,860/uL, neutrophil 30%,
lymphocyte 53%, monocyte 9%, eosinophil 4%, basophil
1%, atypical lymphocyte 1%, band form 1%, Hb 9 g/dL,
Hct 24%, platelet 507,000/pUL, coagulogram: APTT 99.1
W (en@ 22-33), PT 12.1 3wl (finé 105-135),
INR 1.05 (f11n@ 0.91-1.17), TT 10.5 3wl (find 10-13)

MIFTRINMLINTY T 37°C, BP 120/80 mmHg, PR
100/min, RR 40/min, BW 9 kg, moderately pale con-
junctivae, drowsy, bulging anterior fontanelle 2x2 cm,
pupils 3 mm reactive to light, full extra-ocular movement
by observation, no facial palsy, symmetrical movement
with normal tone, deep tendon reflex upper extremities
2+, lower extremities 3+, Babinski’s sign absent, clo-
nus negative a@ﬂmmﬁﬂwmmwﬂmwmmam%@ﬁﬁ@ﬁq
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hyperreflexia LLWm&JVLNMmmmaamLsame FImALn
Gonaanlushums silent area Waasoawasliann ¥ lk
avalsnulwdinmsn uavdiheldsumsasa CT vasames
ViU (Figure 1) WUNAANNAAUNGS9 1) Acute on top
chronic subdural hematoma at the left cerebral convexity
and right frontoparietal convexity 2) Acute subarach-
noid hemorrhage at left cerebral convexity 3) A 2.2-cm
intraparenchymal hemorrhage at the left frontal lobe
ey 4) Left cerebral hemisphere swelling with 4-mm
midline shift to the right

mManumumasule lwefauaznanisasianaias
Ufiianemun giheieedl APTT fiemandiunGivieat e
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a 6R Y o é’ U v Aan (%
mqLLWW&JQ@%WﬂﬁWMmaw}mﬂ@ﬂﬂﬁﬁg@wmamw\mﬂi@
AT A A Ay A [ L
EIINWLaHWHNLG]m Imﬂwaﬂmﬂaq mixing venous clot-
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15304 7 ﬁaaamgﬁﬁl two-syringe technique slﬁl,’ga@
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VOaasTl 2 Uay 3 Iuad 5 Asafie unaa ST
A Y o A X 2 VL LA o
Waae7 2 uag 3 whiudeayite  antiwhllgun 37°
wieagNaLdhrasien I@amﬂﬁmwaa@maamﬂ
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6 = v % Yo A (% Y @
uaesleAseanTo lrmasnn leviudl  wasanlafy
§hoedan citrated plasma Ya9KiheieIaseey FVII
activity (FVILC) lumendsgenuiiaysu FVILC whifu
0.9 IU/dL ﬂauandw&iﬂamﬂﬂw%ﬁu%ﬁa 10 FAATHUIINN
a 6 ¥ U (% v 6 v v
muwmmmuavl,éﬂwmﬁﬂm Toelunamasusadadn 50
afle/nn. (500 gila) mavaaaiiandeiane 25 gile/nn.yn
12 Falasauy bolus injection 10 Hﬁmﬁiﬂmﬁ maintenance
level GnaaLLW@ma%t,m@L%NﬁgﬁﬂummmﬁmQ’ﬂa&la%"ﬁ 50 TU/
z: (9 tﬂl L2 a dtg o W 1 A
dL 7ime 7 T Brielamstumamen naide Ay
93 o aX a v A A % o X
PTG [ A TR N S TG S TR S e g RS
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Figure 1 Computerized tomography of brain revealed

abnormal findings as follows:

1. Acute on top chronic subdural hema-
toma at the left cerebral convexity and
right frontoparietal convexity

2. Acute subarachnoid hemorrhage at left
cerebral convexity

3. A 2.2-cm intraparenchymal hemorrhage
at the left frontal lobe

4. Left cerebral hemisphere swelling with

4-mm midline shift to the right

wle (factor VI inhibitor) fiasangihelésuumeimasusa
Y v n‘d @) | | } %
dhduifomegadunawn  dnnghlimusnsdhuue-

6
Wasla

MIATREAGN CT UDIaNDIN 1 LHaUsIaN WL
r;ziﬂwﬁﬁagm subdural hematoma 715NNIu7 left parieto-
temporo-occipital lobe WEDIMIDDULTIUIUIUIADES) A
X 2o A 9y 3 Y o
Iu 3e5uBlulsmenunaielfuawmefuladidumea s
MaaeeLAaAsmaLeaiiad (continuous infusion) e
A v ¢ Y v N N
GulAulanauadindiu 50 efia/nn (500 giln) meviaon
\Remesiadhe continuous drip 55 &g/, Wa b FVIILC
whify 100 TU/dL laemsdmangasdioil

Continuous infusion rate (U/hr) =

Clearance rate of FVIII (U/kg/hr) x BW (kg) x desired level of FVIII (IU/dL)
100
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fsunndifoualdaasld clearance rate sasumaLnns
udawhnu 6 gite/nn./za. Tumamanudiasdi wioldsy
en 2 Flig Ungseay FVIILC winy 30 1U/dL &9
SNTIIBNAL actual FVII clearance Wudldt 185
gle/nn./AN. NNMIAWI ol

Actual clearance rate (unit/kg/hr) =

Continuous infusion rate (unit/hr) x 100
BW x measured FVIILC level(IU/dL)

A | A 1% 6 {
uaeINKLIEAEAM ITBUNAasILANTIZM clear-
ance Un@lughaidinwhiu 4-6 efia/nn /. aldusudia
URnosmemasiadadwdalst FVITC 100% hinm
7 % s Aaunnddinm3eRarsanlivh immune
tolerance therapy (ITT) Wiasnndwdndn wariluse @
\Aoneanluruas NaTesaLATIEINIETEY S
v a R v I3 v v
3w loeidn low dose regimen Luneiaasusloudadu
50 giie/nn. (500 yiis) Muaaadanmilanvas 2 a3
Yo ¥ 3 I [ 1% 3
uagld¥emsdhuunamauanuhsduamsiuumeanas
wlaogf 25 BU wiaGuenld 1 denst uaziiadudu 10
BU Tunadn 2 demitiaan

Diagnostic test
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type JEUNMUANMIENUNAWEIWIA (Figure 2) U
1 U [~} a a A

‘uammﬁmmaq;ﬂmamuwmzﬂnaﬂimﬂmmama LALAITIA
WNLAN linkage analysis slumam%aﬁﬁw%% restriction

fragment length polymorphism (RFLP)’ Toenéforomnlas

Complementary test

Figure 2 The laboratory results of inversion intron 22 of the factor VIII gene in the reported family

Diagnostic test Complementary test

650:  Positive control

732:  Patient’s father

733:  Patient’s mother is carrier
734:  Patient

333 569, 457
487 457, 405
487, 333 569, 457
333 559, 467
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Figure 3 Restriction fragment length polymorphism at
exon 18 with Bcl-I in the reported family
Lane 732A: Father Bcl-I - (142 bp)
Lane 733A: Mother Bel-I + (142 + 99 + 43 bp)
Lane 734A: Patient Bcl-I + (99 + 43 bp)

Bel-1 Usngh Tueseun$ail RFLP product “+ fu informa-
tive marker (Figure 3) A9ENNID 1 informative marker %
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Table 1 Comparison of medication fee for the treatment of a 10-kg hemophilia A with inhibitor using low-dose

immune therapy, modified low dose immunotherapy and treatment with bypassing agent

Methods Factor concentrate

Cost per bottle

Frequency of factor Total cost per year

concentrate administration (Baht)
Low-dose ITI Factor VIII concentrate 5,000 Baht/500 units 3/week 780,000
Modified Factor VIII concentrate 5,000 Baht/500 units 2/week 520,000
Low-dose ITI
Bleeding APCC:FEIBA 57,300 Baht/2,000 units 1/month 687,600

APCC:FEIBA, activated prothrombin complex concentrate:factor eight inhibitor bypass activity;

ITI, immune tolerance induction
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Case Report

Management of an Infant with Hemophilia and Inhibitor

Surapong Lertthammakiat', Usanarat Anurathapan', Nongnuch Sirachainan’,

Pakawan Wongwerawattanakoon’, Praguywan Kadegasem' and Ampaiwan Chuansumrit’

"Department of Pediatrics; “Division of Pediatric Nursing, Nursing Department, Faculty of Medicine Ramathibodi Hospital, Mahidol University

Abstract: We presented a 5-month-old male infant presented with altered mental status. The diagnosis was
done through the initial investigations. CT brain showed intracerebral hemorrhage with subdural hematoma.
Coagulogram resulted isolated APTT prolongation, which led us to the diagnosis of severe hemophilia using a
bedside diagnostic kit and subsequently factor VIII clotting activity assay. The optimal treatment and immune
tolerance therapy was provided for this infant despite the limited resource. Finally, the carrier detection in the
hemophilia family was also provided.
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