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A Case Report of Fahr Disease with Tremor

Tae-yeon Kim. Woo-jae Shin. Yu-jin Park, Joo-ho Moon, Seon-mi Shin, Gi-tae Kim, Heung Go
Dept. of Internal Medicine, College of Oriental Medicine, Se-Myung University

ABSTRACT

Fahr disease (FD) is a rare neurological disorder characterized by presence of abnormal and associated cell loss in certain
areas of the brain, mostly in basal ganglia, thalamus, cerebellum and subcortical areas. Approximately two-thirds of the
patients are symptomatic. The most common neurological manifestations include movement disorders, cognitive impairment,

cerebellar signs and speech disorders.

We report one case of estimated FD through brain computed tomography (bilateral calcifications of basal ganglia, thalamus,
centrum semiovale, subcortical white matter of occipital lobes, cerebellum). At the first time of treatment, he complained of

—

tremots in his upper limbs. We diagnosed the patient as deficiency of ¢/ (%) and movement of phlegm-heat-wind (¥5ZAEEN)
type according to symptoms and treated by herbs and acupuncture of oriental medicine. During treatments, we evaluated how
well the oriental medical treatments were working using visual analogue scale (VAS) and amplitude of hands. After the oriental
medical treatments about tremor, VAS dropped from 10 to 2 and amplitude of hands from 20 mm to 2 mm, but the ratio of

brain calcifications was not changed.

This study suggests that oriental medical treatments can be applicable to improve FD.

Key words :

Fahr disease, calcification, herbs, tremor, oriental medical treatments, visual analogue scale (VAS), amplitude

1. A E

Fahr ®(Fahr Disease; FD)<= 9] 7]4 3 (basal
ganglia: BG), AlAH(thalamus), 423(cerebellum),
A3} 9 (subcortical arca)®) v|AAA 243
Z(calcification) 0.2 M ZAAIS 2t =F Al
A Ao o],

A2 (brain CT) & = A7) ZH 3A;
CHAAA T 28 A A AYE AR
*ﬂ"&‘ﬁﬂﬂ AR

TEL: (043~ 643 1813 FAX: 043-044-2111
E-mail: yurie99@hanmail.net

(brain MRI) 2.2 A}7] 299 EAACQ)
(calcification) & 2T 4> glom APEA
s Aot 9o fA9E
Basglont obzix 8o 0 3 e
AA kgpe,

FD $Ab) A% o2k 300 2E 24 z;;zw A
2tElo] 40Tl A 60 Afolell whoFE
viepdel, A9 2222043 4l

o

R, g
A% ] g 49 20 0 2
AR 5 w4 LE)T A Aele) 2L £F 4
o7k g Eaa, A4 Aot BE R 2

435



MME SIS Fahr Disease 2HAb X[ &2

FINE QA% 1 ARl s)
Fuhuls) E w}g, 7849 28 s
28l 3, AAE] A
7*°H F e ‘}%} 7lﬂ7}
SO £k
O3 Ll 3&2}6 ‘3-! 35 34 Sl 44 ‘ﬁﬁ} K
A

st Auj7b Bk A o %}é‘}c’l‘ﬂﬁé i]ﬂﬁﬂ

Y A 4 1E S F TN Y St R
AH o, e obA7EX] Hardl )7t ¢l
o =M ok A, AFeld 78 52
st FAbel vehde FD ﬂ%H sl g B
Az ety

ol AAEE AAZITA N ddol A& St
3t CT & 7154 o] 2Hl® Fahr ® 185 A

3tA71el o] F Earslaral jhe.
5 d

A

(Ad/94) - 0 (M/66)

e
3 ™ Fahr disease, a‘ﬁ R, RS-

L.
2.9

8.

FA4Z 0 B EMEHR

Hh e 200597

7159 b, B - DM

#AE

‘F{:‘_Hé b}

160 cm 60 kg A=2) 6682 FA FAZ 2005

WARE B C/C #alodt dAAE Hy
A 7ol & 31% A Al s )
slale] 20104 59 4 =9 N9,
AR (22 wn
1) wvital sign : blood pressure 138/77 mmHg,
temperature 37.0 C, pulse 573]/%, respiration
203] /3.
2) EKG : Normal sinus rhythm rate 57, rarly
precordial R/S transition.
3) Chest X-ray :
4) Brain CT
(1) Falr disease(familial cerebrovascular ferrocalcinosis).
(2) Extensive calcifications, both B.G, thalamus,
centrum semiovale, subcortical white matter

No active lung lesion.

of occipital lobes, cerebellum.

Fig. 1. Brain CT of the patient.
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Fig. 3. Brain CT of the patient's 30-year-old son.

. "\ Proband (patient)
= R @ +  Examined radiologically
B Calcification (male)

- O No calcification (female)

H ’ [ |
© @ @ Unconfirmed (female)
Fig. 4. Pedigree of the family.

b) B © BARNLE, WilaRT, NGRS 6) A73H AA

Table 1. Neurological Examination

Neurological examination Assessment
Conscious level alert
Cranial nerves function normal
Motor system function intention tremor (involuntary movement of both fingers)
Sensory system function normal
Deep tendon reflexes normal
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Table 2. Neuropsychological Tests

Neurological examination Score
CDR 0 point
MMSE-KC* 26 point
K-GDS' 10 point
Sucking reflex normal
Snout reflex normal
Frontal lobe Grasp reflex normal
releasing sign Palmo-mental reflex normal
Glabellar reflex normal
Gegenhalten reflex normal
Higher cerebral Contrast program normal
function Go-No-Go Test normal
Frontal lobe . .
function test Alternative sguare & triangle normal
Luria Loop normal
Fist-Edge-Palm normal
Finger to nose test intention tremor
Heel to shin test normal
Cerebellar function Rapid alternating movement slow & irregular movement
and coordination Rebound phenomenon negative
Tandem gait gait unstable
Romberg's test negative
K-ADL? good
K-TADLS good
ATl 92 point

CDR ; clinical dementia rating (0 point = none, 0.5 point= questionable, 1 =mild dementia, 2=moaderate dementia,
3=severe dementia, 4 =profound dementia, 5=terminal dementia)

*MMSE-KC : mini-mental state examination in the Korean version of CERAD assessment packet (24 point over :
certain normal, 19 point below : certain dementia / total 30 point)

*K-GDS : Korea form of geriatric depression scale (14-18 point : mild depression. 19-21point : moderate depression, 22
point over : severe depression / total 30 point)

¥K-ADL : Korean activity of daily living

YK-IADL : Korean instrumental activity of daily living

VAL  activity index (total 92 point)

B g A7 AR %,
AT AR AL AR
A, 8ANARD 2 AN A A o 0 Tz
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Table 3. Herb Medication of Case
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Fig. 5. Progress of tremor during outpatient treatment.
m. o & the basal ganglia)= 0.7 % A=E &84 gl
Fahr ¥ (Fahr disease: FD)-& 7|A & @3
ARG ERG A ¥ A3 (03~1.2% (globus pallidus), 423 Z]o}&(dentate nucleus),
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