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Epileptic Seizure Revealing a Fahr’s
Syndrome with Pseudohypoparathy-
roidism: A Case Report

Se Kwang Oh, M.D., Je Won Lee, M.D., Byeong Dai
Yoo, M.D., Duck Ho Jun, M.D., Dong Ha Lee, M.D.

Fahr's disease is a rare disease characterized by idiopathic
abnormal deposits of calcium in intracranial areas. Fahr's
syndrome occurs secondarily to other diseases. Endocrine
disorders, particularly parathyroid hormone disorders, are
most commonly associated with Fahr's syndrome.
Common clinical features of Fahr's disease or syndrome
include movement disorder, phychiatric disorder, epileptic
seizure, dementia, headache, dystonia, myoclonus, tremor,
and parkinsonism. We report on a case of a 35-year-old
woman with Fahr's syndrome who presented with epileptic
seizure and pseudohypoparathyroidism.

Key Words: Seizure, Pseudohypoparathyroidism, Basal
ganglia, Calcinosis
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Thoedor Fahrel & &0 2 e« = ch?, Fahr’
s diseaset % (movement) 243} ATH ] F9fo
WA= S9H4d (idiopathic) 2] 3] 8} (calcification) & 2}
] o] o] 7] A& (basal ganglia), ¥ 3] & (cerebral
cortex), 4 (cerebellum), Al (thalamus) ol ¥ 7%
¢l X332 Wolt} ¥, Fahr's diseaser 53
o] A Eukgol H9-E kA uk o] 9 & e
] A3 ol 9@l o] Ao R ¥ ofyf F-9
88k A3]317F A8 79+ Fahr's syndrome©]
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Fahr’s syndrome?©] =
Al W A A e pAIRE frd Al
| I S Rl - R
(hypoparathyroidism) o]t 7}
(pseudohypoparathyroidism) ¥} 2-& 3t
9} Add Aoz dEA b, Fahr's syndromed]
4 S v wekebAl vebd 37155 (parkinson—
ism), A4 (tremor), 7170174 (dystonia), THol 74 =
(myoclonus), 7H24 7 (epileptic seizure) ¥} & £
5o (movement disorder) ¥-¥ 4174} (phychiatric
disorder), 1] (dementia) 7kA] YERE 4= 567,

ARz HAal AEoR SaAE el s 354 o#
SApo A ZIAH, A, A 52 Felo] 54 AR A 3] g)
o} M4 F3dA 715 A 85 (pseudohypoparathy —
roidism) © 93 AZ4EFS B Fahr's syndrome
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clonic seizure) %“JO]%SU% oF 1027 A% E 3
%E}-LHT_]J}—\JS%E- 18H3 HA
&H2] ZAALel A Eo]
¢+ 110/70 mmHg, ™
36°Colqltt. & ZJ/\MW Hﬂﬁ? T
£ 4,000-11,000), @44 14.8 g/dL(XéMmﬂq 12—
16), 847 4 225,000/ (348 E 150,000—
400,000) 01911, Aafd AAFNA YEF o] 22 144
mEq/L (A9 138—148), ZEHo]22 3.8 mEq/L (4
9] 3.5-5.3)0]%lt} o]9]e] T-E Fdl HAkeA Eol
272 doy ) AE FEE 4.1 mg/dICENH S
8.4-10.2), °]23} Z4 (ionized calcium) FE+ 0.48
mg/dl(dH 9 1.13-1.32) 22 AZFEZol01, 8
ol = ol (phosphorus) 35+ 6.6 mg/dl(ZAHY 2.5-
4.5) 02 7t ek 3 28 A A T3+ 0.99
49 0.6-1.81), Free T4E 1.28 ng/dl (B4

ng/ml(
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Fig. 2. Initial ECG: QT interval is prolonged (QTc: 515 ms).

e L T

w2 0.89-1.76), A A= TEE(TSH) 2 1.88 ¢
IU/ml(4HY 0.35-5.5)22 4 248 RO,
P34 322 (PTH) AA A= 76.39 pg/ml (74
9] 8-51) & F7hkEo] A%lar, vER D (1,25-dihy—
droxyvitamin D) ZAFA = 28.72 pg/ml (733 ¢
19.9-67) % A4 2748 Holx Ak g Al Algst
T AR AR A o] A HolA| gkow (Fig.
D, AAE AAbA QT 7+4 A4 24 (QTc: 515 ms)
& B3t (Fig. 2). = Zd&ﬂ @3 YA diH e ¥
7NA 8, A5 9 S5 9l Y9, A, A Tl
ola A e A3 £ l‘iﬁ’i U%(Flg 3), ¥ &
z s #3725
o] 24L& EO]X] %otk (Fig. 4).
= 3 AAHEEG, electroencephalography) ol %= 7H2 s}
(epileptic discharge) &= 25 %] Fodrt, $xpo] A 24
HZLS 1A E (hyperphosphatemia) 3 =718 H74
Rl EZE% A2ASE 7MY FEA T ATl AE
ALEdZ ek ¢ ol Aoy A T 5
Yy o]e| 4@' do g AztEo] SA AZEES 1A
S ANZEEA Y. A A FF2A 2 (calcium glu—
conate) ¥} ZHA| E @] (calcitrio) & Fw o T35
kb (calcium carbonate, CaCO3) S A+ F9]3hH
e BHES AAeginh U 29 AldE "o HAabelA
T+ 6.4 mg/dl, o238 Zg %+ 0.88
mg/dl 2748 Belor, yd 3¢ /\] St At A = E o
2 5% 8.5 mg/dl, o|=3} 24 1.02 mg/dIE %
SHIAY. A o] FdE LE E%% A &3tAA 1

SE olen A4, A %94 S WERA] ekt
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Fahr's disease: 7 #o]

UE AT 8 A o) 4 wolt Bl
B g F=4 M33E wol
8 HRAA $4

o)
Fahr’s Syndrom OS2 st o]y st A= 31t
A 73R Z, B Tls A S, 7H FEA Vs
Asl=, vlel7l D 95 (hypervitaminosis D) 3 43
(tuberculosis), A A Eu}o]E A (cytomegalovirus) 7
o EAFAEFZ (toxoplasmosis), Holw M £ (astro—
cytoma) 5-°] QUup*0? Ho H]AggAQl HglstE fit

.
9
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Fig. 3. Brain CT shows extensive calcifications in both frontoparietal and temporal subcortical white matter and both BG and

thalamus and cerebellum.

Fig. 4. Bain MRI shows extensive calcifications with high SI on T1WI and low Sl and some high SI on T2WI, in both fron-
toparietal and left temporal subcortical white matter and centrum semiovale, both BG, posterior thalami and dentate
nucleus of both cerebellum.
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s YRl o 7ol QIAIRE F-3dA Tl ol o 3748 A7 U 4336l H]3ke] Fahr’ s syndrome
& Aol oJsk Zr thAb Aol o} WA g A o] Qe AL oA Holz ¥ o] A3|sts vhekst Flelx FR e
2 4 A 9ok9. Fahr's syndrome $h#be] W2 2}H4] VERY] mfitel] A1 ARl S-S Hole WEE v
AL 2o Zg J 2 Alxstel] B A 3 8t Fo AR defA Stk Manyam'”& ¥ 9] 7] A3 F9
T3 53] EAdH Fo] ol AYsHAIRE ol w7t of A A3]3t AHdE Hole 2138 °] s 2
Aol zhgr W o] WAlEE olo] ¥ d AUk (blood Aato] 56%2] ERfelA 5 Fol7t YEF AL, 22%<] $
brain barrier) &] =AZ Q1 o o) ojatH o7 WA Apel A A do] WAttt Harskgivh %Eﬂ i
sheA AAAE] Z AL Fol 2 sl LA s=A of ZAAolvg AA T S oler Eet E & el 7
) g 8k3) g A A U}, Sava 'V Fahr's syn— Aol 9=t o83 AT Fahr's syndrome &2}l

drome Q—X]—./] 5.401] /5|]§]§}7]_ abﬁﬁ]_ =] 0]9/] 1z1 z‘s]—x% 74
A A27A0 7 nAddol ZE Tuwo) o A5 AR
ﬂﬂﬂ‘” om e g A I F e A= v
:IL” 729 (chronic lymphocytic thyroiditis)
A"z (fibro—adipose tissue) S Kol F7HA
b;ﬂ stz ol 2 v YAl A3 sf A ATt
o B ok Kahloul 592 23 Fofl, 44, +5 &
SOoE g 124 o7 &ape] ¥ Ak} @ Z ol A
H AR F5A A3lstE #EE Qe 9 4
At A= 7Hd F-38A 71s A8k S Bltta B skl
. 3 Simone ' WHEAQl A 42A T QA7 F,
B FollE Bl Aol A o HAikst G YN 5 7]
A fo1e) Mg syt vebskal 4G Abl = A -9l
apgelE B 7 A Vs Asts S A ¢
Qltty Byud7| % &t o] x4 d Fahr’s syndrome
F344 715 Zelleh WA s #do] glom FAA4A 7]
sASE, 7H FEA Ve Asks W ook et Bt
Az AT 1] 4 9t
Fahr’s syndrome®l|A] 4 ]ﬂ% Hol&
ot &4, A, AT, 574
oA vpepd = glom el Agtw A
s thFsty] wel oy AAEE TS B
Fahr’s syndrome 3t A vpepH= 417 814
z2= ﬁaﬂ x]xi :L7]xlo] L TEE 7F /KE]
, H A4S R QA% 55455 (papilledma), >
b NAES7IS (pleocytosis) 2 HAH] FEFA LT
(paroxysmal choreothetosis) 7FA] A g 4= QIt}67 o] 7
ok ohekst A A FAdo] B Sk o] A3]gtE Qg
9] F 221 Wizte} 752 Q1 Wighy} B wofdk ¢ gl
Lopez—Villegas &' 189 9] Fahr’'s syndrome A&
A sto] iy 1A o] s A 3]3) F-9fof whel gz
A A sHA FAdo] BEA Yebdthal B8kl 3, Hempel
"% Fahr's disease #4529 ¥ FHx @5 &9
(positron emission tomography, PET) %4< #4351 7]
A& ol z71a @ (putamen) 3 HHTF (globus pallidus) ¥
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ollgt 5593 T4 HAdE I dH (glucose
uptake) g Hof o]t ¥ 7% @."J W37} oheFst
AR 27 Sodg sttty skt

A vt ¢ a EEAe BAAREsH 22 FAgel
£ 59 7 flon o= AFddoly T 919 A3
3 273 dgo] Y. Nicolas 5% gy 3 HAHS
B3l 394 oAt EApelA ¥ kst @ &
=go] Fule Fahr's disease A5 Bl
Fahr’'s diseasex 4 Q A $Aolv dA o
o]l—_ 7‘]OE OLE:]Xq 93}\01:4 H Z_g:” ]/\1_1]:_ ?}Z]—
QoA H]E3 SAE R T Q= ALEEE
Wkt sko] 7k ol 9 & Fahr's syndromes
A%t FUlA & Fahr's disease v F-3/dA
SAEEY A3E Fahr's syndrome $hafol] tiafx] 2
2 Hu% x%o] 3 7FEY o) §]-0 19 =85 9}
Lim 9 A4 Adoz Jdgk 584 ojagk=tel A
ARSI TN A 3] ohe} O]X}“ WA 715 At s =
sttty B3kl a, Kim 72 I4S F4% U
6A A} ShAfe A o o] g9l g A3l EtE

= 7ol glald :@Lx},] T otg o ¥ kst &
Hol M vd A3stE BEste] 71590l e
Fahr’s disease ¥A5 R 1317 % 3ot

2 Sde 7H B Tl A s
syndrome © 2 tfx] 7] A3 # of]e} A+
ol et A3]3lE Kol o]of gt A
b4, ERh, 2ol 5ol vEtsttha & ¢

o2 FHAE Yt g2t

A FE 7148 F-9)el ti Aol
% Fahr’'s syndromed} %
Ao B2t 5 4EF v %
A 716 AAFE Aok skl A
Z70 s s nG S Aok 3
SNt wHkE ALGET Aok
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