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Treatment of Three Children Who Developed Acute Lymphoblastic Leukemia with Carbamazepine
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Three epileptic children who had been treated with antiepileptic drugs (AED) including car-
bamazepine (CBZ) were eventually found to be suffering from acute lymphoblastic leukemia (ALL) .
Case 1, a boy, had been healthy until age 8, when generalized tonic-clonic seizures first occurred. Sei-
zures persisted despite treatment with phenobarbital sodium (PB), phenytoin (PHT) and valproate
sodium (VPA). At the age of 9, complex partial seizures (CPS) developed in this boy. CBZ was there-
fore added to the treatment regimen, and the previous prescription was stopped. Five months later,
it was found that the boy was suffering from ALL. Case 2, also a boy, was born with complicating in-
traventricular hemorrhage in the neonatal period. An epileptiform EEG abnormality was noticed at
age 2, when VPA administration was started. Despite this, an episode of CPS occurred at the age of 4,
which prompted us to switch the treatment from VPA to CBZ. His later course was uneventful until
the age of 8, when hematological problems became evident, and a diagnosis of ALL was made. Case 3,
a boy, was initially treated with CBZ because of autism and EEG abnormality at 12 years of age. In
addition to CBZ, haloperidol and promethazine hydrochloride were given at the age of 13 years. ALL
developed at the age of 14 years 2 months. In summary, ALL was noticed in three epileptic boys on
AED therapy, all of whom were receiving CBZ. No causal relationship between AED (especially
CBZ) and ALL has been established. While these three cases may represent mere coincidence, they
may also suggest that we should keep ALL in mind when treating children with AED therapy.
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BETEEZHRMEER, 7= M ¥ (PHT) 120
mg, 7x/3VE% - ) (PB) 60mg, /N7
B (VPA) 200mg &5t sz, 9% 37 H
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JiE B 1 2 3
AR i
Hb (g/dl) 15 8.8 6.1
Ht (%) 45.7 35 182
RBC (x103/ ul) 4,990 3,360 2,160
Plt (x10%/ ul) 14 7.3 126
WBC (x103/ul) 130 275 2.2
blast (%) 82 92 0
FH
N.CC. (/ul) 187,000 830,000 not evaluated
blast (%) 84 58.4 98.2
RKHE~—7—
T-cell (%) 685 negative negative
B-cell (%) 95 129 negative
common ALL (%) 96 55.7 dominant
TdT positive
HALFETR
TP. (g/dD) 7.7 7.1 7.1
GOT 379 mIU/ml 52 KU 9 KU
GPT 138 mIU/ml 28 KU 7 KU
LDH 142,300 mIU/ml 3,002 mU/ml 116 mU/ml
ALP 295 mIU/ml 230 KAU
BUN (mg/dl) 109 113 149
Creat (mg/dD) 038 043 0.7
UA (mg/dl) 9.6 8.08 49
FeB AR oM not examined 45, XY, t(9;22)/46, XY not detected

(=29/4 cells)

HrvehAmARE (pg/d) CBZ 46 CBZ 55 CBZ 29
PB 116 CBZ-E 0.7 g/ml
PHT 16

CBZ 5B 5m 4y 5m 2y 5m

X 1 invitro T % & 1K 12

dicentric chromosome
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BIER 11 BB ICEBRED 2D L7z (Naets:
unpublished report to Ciba-Geigy pharmaceutical
corporation).
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