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A Case of HIV Infection with Progressive Cerebellar

Dysfunction as Initial Manifestation
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Human immunodeficiency virus (HIV) is known to affect the nervous system at all levels. Neurological
complications of HIV occur at all stage of HIV infection, but cerebellar degeneration associated with
HIV infection in the absence of cognitive impairment is exceedingly rare. We report a case of HIV
infection, in which cerebellar degeneration was the first clinical manifestation. The brain MRI showed
marked isolated cerebellar atrophy with severe cerebellar degeneration, but the patient did not have
cognitive dysfunction. She was diagnosed as cerebellar form of progressive multifocal leukoencephal-
opathy with HIV infection. HIV infection should be considered in the diagnosis of any patient with

cerebellar dysfunction of unclear origin.

Key Words : AIDS, HIV, Cerebellar disease, Progressive multifocal leukoencephalopathy

M =

)
o
a2)

o XA vlo| 2] 2 (Human Immunodeficiency Vi-

rus, HIV) ZrdAbolAe 718] 24, oM §%4at vtole
o AAY AR av SO gk vhst 4143
# g zo] Zulsls Aom °*Eﬂl74 ATHD). ol 7t Al
Askz shz=o HIV el mE chAoA Ued &
A F3 A L wE AAAL o= HEolEX I
¥ 7hsstth HIV & 3349 oF 10% ol/dolAl =7
Ao AAHel 5

Al ZAS e, 30-50% DRSS
HIV 799 A shgold A74et aggol waish

o gl A 3 eld Welsthow 4l
Ak dato] FWETHR). Leld HIV 7% 8ol4

Submitted 31 January, 2005, accepted 2 May, 2005
Correspondence : June Myung Kim, M.D.1,2

134 Shinchon-Dong, Seodaemun-Gu, Secul, 120-752, Korea
Department of Internal Medicine, Yonsei Universitly College of Medicine
Tel: +082-2-361-5431, Fax: +082-2-393-6834

E-mall : jmkim@yumc.yonsel.ac.kr

Q1% 7|%29] Aof glo] Ak] Aol

2 ehfi
HIV %19 @ol4] &x Aols e gele a4
SamEgolt AW iy WALy, Au, A
Al ol Wdnt 2e J)8] el Wy F4

=]

T

=0 =
o T

OTL_

Q] ol Ak

gzz HIV A4 So= L}E -’F 9lth4). Polyoma

2 A

T of ‘JrEWrEﬂ sy E%Fﬂ HE ATHE-T).

A 7\}

%Lﬁoﬂ/\i A&

o 10 Vol.37, June 2005 167



Ol

&

2

1300, oA, 374

CEF Axel AVE

97l dEE EI HAx Qla 674
AAE BvFE "uich SRS FEet |
e} ol skt Aol AlgEh H7E
A9 HAAMHbrain stem auditory evoked potential)
wave [-II19] FE 7|7} Z71Elo] §lglott F5 7]
oJAF AR} AF oAb Ao WARE R Sro} o] =7
PEV} =3 EEe 2y AR A= &

A} Aul AR AAG A

o

e
2

T
o

N
. N oy o
2

B I L
0
o

o=

|
<

oR

o £ Lo B ool ox uf 3o A
oli

g 4 d

spl WEH Aw F AU o WPAR WA A

¥ 3 BaAR B4l AAT 1 Hol Sl ¥

sol Ae) stoict.

TfE e 3 ARE PUARSIl) ofa gd=
7l WRgoR g slaeAA % AHzols Hgslg
B 5E we e gk

1B o ARBIE A4 s hSee] glgln

= o} o
oA AFsGL vl= AF 71 F A=l ae] A
A7F Adera stglek

2739, Boiy gl

03N 47: e T4 ok 110/70 mmHgele
o wek 703/, 55 203/, A BeTo|en Tt
4 HAE B, 942 YaEshglth Auke Faskgl
g ol A Asith WR FEE Aol
T AR Jubde FXEA dgten AR FHL ¢l
A7 BELE ARSIk ALe FHHoIgom A%
=2 AAEHA otk BEE Ry, g4 fldd
om b oy T FAEA okeh A4 4
AP Q1A A AAolglo g oot WE SA
Aol %37 ok X Qlglh &5 Az A AA
&% Ax(limb ataxia)®} 5% 2% AZ(truncal ataxia)
b AR $Eo] o sl 5 eI ko) o4
S Qoa AR Ak gAbol T g olgirt.

A A7 Fo HAPE WES 4850/l (S8
72%, WL 89%, TAMT 128%), M4 90 g/dL, B4

7 187,000/l T 2l

4.0/107/29 mmol/L, AST/ALT 37/28 IU/L, BUN/creati-
nine 6.2/0.6 mg/dLe]|%len, PT/aPTT+ Z+ZF 11.2/33.61
secO| it} Fridreich’s ataxia 718 93l #HAR frataxin

=
ot
I
o
>
o
(7
§
E 5

A= S0l HAeH Habs oE 120 mmH:0,
AT 0/mm’, ME T 0/mm’®, protein/glucose 33/52 mg/
dL (serum glucose 103 mg/dL), AlE g HAL:= &4
o]Qlal HEFFA FIFi(paraneoplastic syndrome)ol 2
oF B Az ZHd 98 A|3YSt anti-purkinje cell Ab <
goldlet. HAHgH A HARE CMV IgG A, HSV
IgM 34, VZV IgM @dAl= &4, toxoplasma IgM &4
240l ey HIV Ag ELISA HAMY OVHO]O*E]' 27}

(e}
HIV &A] Western blot %A Z A HIV ﬂog—g; 5} 2] 5}
gk CD4T T Y= Vmm®, CD8T T "= 205/

Figure 1. Brain MRI: T2-weighted axial image showed widen-
ing of cerebellar folia, suggesting cerebellar atrophy, without
visible abnormality in bilateral cerebral hemisphere and brain
stem.
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