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PEREERICFEME (generalized tonic clonic sei-

zure, U GTCS) CHIEL, 1100 BREEER
T, TAMLADZEID G L1, phenobarbital (LA
T PB) 30mg/Ho 5Bt S iz, 4504 A
K, ¥ L CT scan A METT I 17z dd, focal
lesion, calcification 7z & D EFHIXBE D b i
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CcT N calcification
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(awake/sleep) N normal A abnormal
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modo, 4EE8 H ARE, GTCS »"EHL, Bl
b MR AR b via iz, AZA 100mg/ B
PRBINAL s, L, PBHAZA oaui T,
IBRICE D CRIFOBRIFBD Loz, L
LI R E 0T 5 & VWO EEBT, AZA %400
mg/ B ¥ CH#E &, F 7 carbamazepine (LAF
CBZ)400mg/H &8s & I iz, 13885 » Al
258 2 EEAR CT scan 23017 X 41, T ACNEE
BMAaKEE (X2) B’Rsbhildn, BEREE
BHIICC, ) THBEARINABE & 72 - 72,
ABRBFIRGE | & 5149.0cm (—0.92SD), A=
37.4kg (—1.31SD) T, #¥a+ZE ¢, APE
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Ric B, M- Kk - BEF RS E% 7k

Hiroshi KATSUMORIY, Tatsuro IZUMIY, Tomoichi IMAIZUMIY, Hiroshi MARUYAMAY? and
Yukio FUKUYAMA?" [(YDepartment of Pediatrics (Director: Prof. Yukio FUKUYAMA), Tokyo
Women’s Medical College. ?Matsudo Clinic) : Basal ganglia calcification in an epileptic child who had
long been treated with acetazolamide
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%5, Na 139mEq//, Cl 113mEq// ¥ X O\ # =
FT Rz T pH 7.237, HCO, 15.2mEq//, BE —8.7
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mEq// T, anion gap 1210.8mEq// ¢ IE# T, &
7 —AMREMET > F—o 203D bR, KM
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M » = (BhkM) pH 7.273 PO, 114.8 mmHg PCO, 27.6 mmHg
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wrist X-P ; FFEFHEM(—) cupping(—) osteoporosis(—)
skull X-P ; no deformity

fE#E CT ; normal bone density
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