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TEDIERE

H S /NI e T AE O 1T BEPE AR S L7z HIV IEGSED 1 4

FBR AV agE ZF2? R Y
SN i A7 N = Pt

B EAIL48RMOBEMTHS. BEMIT/IRKRBENSERL, £ FRESRLY 1 JL X (human immunodeficiency
virus; HIV) BENERE N IBKBENRRE LT, HIVBEY ZRMREERAT IR, BHE,
BELEDHFERBEN TCH -2, —AT, BEREM/INKRELBEEDH ZMAETH S0 Yo ERVRT
TIOLVHAEPREIN A HVBRETIECRERSEY LELIEEREIN D 2 ENREIN TV S, HIV BRE

= 5 VBHRERIE T B DRI S B TR A BT BLEN 5 5.

(ERPR 4% 2016;56:255-259)
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v MMEEAR4 Y 4 )L A (human immunodeficiency virus; HIV)
JEAEIZ T & L TCDAREET ) v 288k &gE3 4L b
YA WVATHDL. CDAMBHET V) v 88k, B % RERE & HE
Fe 270 BERMIBTH Y, ZOHA200/W % TH S &
N7 B LM REA R Y 4. HIV BHRE Tk HATR
JEGUAE R H AN LAESS & v o 7o R R PRSI S R I TR AR
oz, BCREREOADME SN TWE VY HIV &
YIEIZ BT 5 A CREBZIE, CD4 BT U > 7 3E8RkA% 200/
Db & I SR RE D R 72 M TV A RIS Z ) vk &
ncws 9,

HIV B 12 B A /MR TRE 16 Tla b 2 28t ST
WYYz K E LTiE, HIVGE Y YR JC T 4 LR
JCV) /MBI~ O BRSPS 78 2 2 S h T
WD, HORIERFIC & 2/ NRMITTE O 137 v,

Arlal, bivbIu, AMMETRECREAE L, BN
JAEZ B 2 PR ThH DE Yo Bk, L7 ) 7 ¥ HukDS
Btk CTdp o 72 HIV IR GRE B %2 #EBR L 7 O TN E R % &
OTHET 5.

E Al
B 43 BN

FiR BT LSO X
FIREE « ¥Rtz L.

BEARIE « J¥RcsEH s L.

AETEIE OBRE - OB L. NIREEZR L. BREESESE
IZHRFET AT L.

BURIE 12015 £ 4 JEHL Y, BITROLLDOXEZHET S
£ oz, ZOHRBELDEIELIHEC R, MED
MWTERL kol FLROIBTRMMOREZE ) L L
B2 FCRDIFBE Do TV EIIL WIEEZHIEL TV
B4R 7 HISIEBATREICN T Y AR e Y, HEefHT5 59
270, THTHNEZZ L, BEEWICTARE 2ot

ABEREBURE © & & 171 cm, 1A% 87kg, Ifil/f: 130/87 mmHg,
k411 80/ 47, 1K 36.6°C. M JE R S H P WAXFE O % p o
7o MEREIORR LTI, ERRED, B S AR ET
A4 —)V 30 Ji, Mini Mental State Examination 30 /i, Frontal
Assessment Battery 18 /5T - 72, Bt fEE T IEH T, IR
IRR OEEREEIIFRO o 72 BT, b — X AIE
WTh oz, WIHBELIEE T, WYKEHIRD Lo 7.
R CIIEF IO Lo 725, MR AL E I
BEEE DM E K &l 53 %2 528, Mann iR & IS T
DOVARFHIREETH o 72, EERTIEREEEIIAE,
L B ICIER, IR E FIRZGE L AR T ORI
FIEWTH D, (RS IES, Romberg BEfEMETH - 72,
BATRED BIMIATIZ O 7272 o 7278, D EJEBATIZAT B
ThH-o7.

ABERERASAT AL - R I C I E Bk 5,200/, ) ¥ /%
BRI 2,220/W TH o7z, Hb 12.6 g/dl L BEOEIN % 7D 7.
B, BCFRETRETRIEZO SN Groz. B 3
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> Bl46ng/ml, ¥% 3> B12188 pg/ml, #il 107 pg/dl & IEH
Th o7z, BAHETIE HBs PUEREY:, HCV Bkt He#
7€M RPR [, treponema pallidum Latex Agglutination (TPLA)
et Cdh -7z, 0% Tl IgG 1,880 mg/dl (861~1,747), IgA
563 mg/dl (93~393), C437mg/dl (11~31), CH5047 U/ml (30
~45) Th o7z, &Ml H ORI TPk, Bt ds-DNA
ik, $LA VP4 ) ¥ iR (anti-cardiolipin antibody; aCL) ,
)V — 7 AP KT~ (lupus anticoagulant; LAC), #7T SS-A Hifk,
P SS-B Hitfk, Pt glutamic acid decarboxylase (GAD) fiufk, #t
YA araT yhuk, FURIRIESVE F 28— Yhik, Bt
FHERE I T oLt 2 ¥ — BHE, IR A
ZEETH o7z BT ERMILE 7 a7 5 — ¥ 3Pk
49Uml (<35) LBEELAL W TorF+rro %
WEERIGIE, )V F— A RBIEH TH o, FHES~—h —
WXEETH - 72, WEME IL-2 Z281E 1,430 U/ml (145~519)
& FREED . B TSN B, MR R 4/
(HER 3/, ZBERk 1), #&H 24.5 mg/dl, B 62 mg/dl, 1gG
index 1% 1.2 (< 0.8) & LAZFD, ) ITru—F Ny F
IR CH o 7z BRIEE IR, A, JRE R
BRANI R BRAIER 3a 1 Th o 7. WA TIE, H
FEK ONEEFCEHTS MRL IS C, B, /M, RIMIZZERRLRERE
5, WEEREERRO b o 7z (Fig. 1. Wiy » 7 (“LIMP-
SPECT) TIXRISHEE, MIHLE, THIEZE\ WO TR T % 72
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9, AN, NS S MR % 7RE 9 2 AT 2 526 72 (Fig. 2).
ABethaiE  SAEES ~ — 1 — IR TH o 7278, BEIES
PERRREBERE O REME S HE T & ¢, JREpHEE CT 2 fT L
72l A, WHIEIZOF AMEICA Y BT AECRIREE & 7R
72 (Fig. 3). CTHT LA 5 = 2 —F ¥ 2 F ZJifi 45 (Pneumocystis
pneumonia; PCP) DUt d /_IE S, RAFEZED LT HIV
WEEIT- 72, A7) — = ZHZE Tl LR 5OBRE & il
52 (CLEIA ) T HIV-12 JURIETH - 7o, HERMFE T
Western blot % T HIV-1 #if&F;1%, Real time PCR #:T® HIV-
RNA 5 Tl 1.2 X 10° copies/m! TH - 72, FIIERIZ 6,500/,
1) Y 8ERIE 1,790/W T, CDABETET V) >/ SEREUS 141/ & ik
Va Btz MREO R KEZ T, B-D-7 )V > 16.1 pg/ml
(<11.0) LERE FAZFRD7. MG 27 ) 7 b3y 7 APURENE,
Ty s F PR, T AL ABURREME, A
hAF BT 4 VA (cytomegalo virus; CMV) $tJ&E (C7-HRP)
FaM:, Mycobacterium avium complex FURFEE:, 5% T 45 BL Y
INFy [EVETdh o 72, BEHE TITHE PCR IEYE, Preumocystis
girovecii PCR Bt Cdh - 72, LIk X 0 HIV EYE L N PCP & 32
Wi L7z, ZO%OBIEOFH 24 Tld, PCRETHAIAIL A
A7 4 )V A 15 (herpes simplex virus type 1; HSV-1), HSV-2,
KIS 7 1 VA, Epstein-Barr 7 1 )V A (EBV), CMV,
v VAR ZA 7 1)V A 6 (human herpes virus 6; HHV-6), HHV-7,
HHV-8 I3 &9, HIVRUJCV b S e oz, £

Fig. 1

Brain MRL
Brain MRI revealed no atrophy and no abnormal signals in the brain stem, cerebellum, cerebral
white matter, or cortex (A-D: FLAIR).
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Dttt PCR % THEMEH D Preumocystis jirovecii, 7 AV F )b
A, heVE, pTRaAvIA, NFVT TRV,
MHIIBEEChH 72, —H T, MFIT ) 7T vk IgA
100U DLk (< 20) LBk, MG Yo Hifkbyit & A C
P/ NI S ERRE L2 B S B HUAR DS S AL, AE B /N SR
iE 7S HIV BGEE 12 F o 72 B TR (R K 5 % 1 Re k2
RSz, AR 8 H A HIV & USE ) O PCP IR D 728
flbEdEbe & 7 - 72
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AE BTSN EFE DS B L, HIV RAYE A3
Fansz. o MEDPSH Yo PURR L7 ) 72 v Pufkds
Mt S, B ORI NN EFRE O T REEARIE S 7z,

HIV BEJEIZ BT, AREFIEER R L) 2L LT
HIV i <> HIV EGSE 10 ) Rk PERGEDZ T S5 . HIV i
i HIV &G4 X 5 30 7 I 5 & HIV & GeAiia 23 A
FTEFA N IA 2 EICE DN RBEENES L Tnwh L

ANT POST RT.MED LT.MED

LA A L 3

}Q $}.

Fig. 2 "I IMP-SPECT.
L IMP-SPECT revealed disseminated deterioration of the blood flow in the frontal, temporal and parietal lobes.

The possibility of deterioration of the blood flow was suggested in the brain stem and cerebellum.

Fig. 3 Chest CT.
Chest CT revealed diffuse ground glass opacity and some nodular shadows suggesting the presence of Pneumocystis pneumonia.



56 : 258

% Z b, HIVIREEDF 30% 2/ MM FTHIE CHIFET 5 &L S
TWwa 7Y MR ER R LD B REERGE & LT, T
M4 BV NIE (progressive multifocal leukoencephalopathy;
PML), HSVJi%%¢, EBV 4, CMV k%, ~¥v 77 X<
fE, 20T 3y A, RE, IS RIPTRRRE, AR
RIS VOSIER EHIT SN S, JCVIZ L B EE R
YoE & L CIRIEAREIRAEIC B W CEIEML L TP 2%
HEDPERERE 2 & 723 PML 1IN 2 C, JCV 29/ Mk iz 2
BRI LTS L /NN RTRED A % 29 A ER] & ey ST
58 AEGITIXBE I HIV, JOV I3 & g, BHET MRI
TH/INRREZ RO o7z F72, E DM ZRMERIE D
FRERY D20, Mk ORI, B{5HRE TR
Zedrofz. REFITIEMAERIC X 2 REIHRERIT SN TES
3, PCRIC & 28 HIV, JCV OMINIBIEMEIC R b2 L
Milzd b, ZD7=2 HIVHAER JCV O/NMs R~ [R5
TG D R G- 3 B I REMEIZSE &I IR E T E 2\ as, RIER
D /NI IR FHE O JE R AY HIV E 22 — R PEINAE C & 5 1T e %
W EE 2z b,

H OB NMEETIEZ 29 258 & LT, iEg
TEREMERE 'Y B GAD HURF /NI e FRE &, A AR 2,
TNT U EEETE Y TR B S I T S, BRI
FEREMERE I BT, /NMIMRERE & BE 5 2 BT Yo BUfk, PLRi
Uk, $THu PR, 1 Ma2 $ifk, P CV2 Pilkze & CILIENES;
FTOMICHMEIC AR B 2 EAHONTVS 2 i Yo Hifkid
SISO 7OV F > i, BERCHTERE o 1A
JAEOMBB T\ gtatb 2R L, T, IR, L4 & Cl
HL, DMREROAERET L Z ENEMTHL. — TS
VTV BRI Ty Rk ETCROLNIHUETH D,
RIS & L C, RS, S48 F—, 34 u—2
A, FRHVE, NNEREZZET A DD DY NN
IZOWTIR VT VB E L THE SR TWwa P9,

HIV EGSEIC B 2 B OREBSIL, CD4BMET Y 735k
WIEHE 72 ISR & PR T\ 5 BERGYE, CD4B T V)
JSERDS 200/ DL @ 2 BEAERERE, BUL b oo L ABEELC
Ko THRIBRRED T L 2BIRE ) 23w Y. #EE, 4
k) 7~ b= A, U VIREPUEREGRE, B OREN
M/MGRAME, &%, KEm%, Fad F—T A, Nt
Fis, HOEEMET %% & ORERBOA I HIE S
TwWa Y, F72 HIVEGETIX, HBLEREET S
ENIB DS, PR, PURNP HUE, $1 Sm Bifk, aCL,
LAC, #iLp27 ) a7ar A v 1k, il ekiiie gk,
PURERIR S BHIR 2 & 0 MBI ST B V2 Tagliati
5 QIR TIL/MEIHRIE % £ L 72 HIV JEGYE 12 BV THL Yo
Pk MBUIEO TV W $ 725k 4 HSH~EB 2R Y HIV
BRYSEIZ BV TH Yo PUiA e Sz & vy Hidsla T g
TIZ7Z2 7%, HIV BIYED/NEOR) 3 FITHLZ ) 72 4tk
B 2 o 72 & OFED D 5 10 FIEFIZ BT Sz
YU Yo HLE K UL ) 7 ¥ HURDS HIV B2 & - TRRF L
TR T L2 L5 A2 2 L ITTTHETH 5.
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AAEBITIE HIV B T2 T Yo itfk & 4L 277 ) 7 2 v itk
AHIR L, ANWICHIE 2 384 L 72 W e AV RIB S N7z, Fi ©
13 BH, RGO L 512 HIV ST 128 W T HORERT
W& D NMRTHRE R B e A E R T A LED D 5.

BHEE IR AR R TE O [ CHUE 2 e L CIA S $ Lowbkok
FARNA RS RS 2 L E

SORFCICEIME L, BRI R & COLRAEICH 2 3k, Mk, Fitk
HOFnba ) A

X ®

1) Zandman-Goddard G, Shoenfeld Y. HIV and autoimmunity.
Autoimmun Rev 2002;1:329-337.

2) Stratton R, Slapak G, Mahungu T, et al. Autoimmunity and HIV.
Curr Opin Infect Dis 2009;22:49-56.

3) Iordache L, Launay O, Bouchaud O, et al. Autoimmune diseases
in HIV-infected patients: 52 cases and literature review.
Autoimmun Rev 2014;13:850-857.

4) Navia BA, Jordan BD, Price RW. The AIDS dementia complex: L.
Clinical features. Ann Neurol 1986;19:517-524.

5) Yebra M, Garcia-Merino A, Albarran E et al. Cerebellar disease
without dementia and infection with the human immuno-
deficiency virus (HIV). Ann Intern Med 1988;108:310-311.

6) Graus E Ribalta T, Abos ], et al. Subacute cerebellar syndrome
as the first manifestation of AIDS dementia complex. Acta
Neurol Scand 1990;81:118-120.

7) Tagliati M, Simpson D, Morgello S, et al. Cerebellar degenera-
tion associated with human immunodeficiency virus infection.
Neurology 1998;50:244-251.

8) Koralnik IJ, Wiithrich C, Dang X, et al. JC virus granule cell
neuronopathy: A novel clinical syndrome distinct from progressive
multifocal leukoencephalopathy. Ann Neurol 2005;57:576-580.

9) Graus F, Delattre JY, Antoine JC, et al. Recommended diagnostic
criteria for paraneoplastic neurological syndromes. ] Neurol
Neurosurg Psychiatry 2004;75:1135-1140.

10) Honnorat J, Antoine JC. Paraneoplastic neurological syndromes.
Orphanet ] Rare Dis 2007;2:22.

11) Honnorat J, Saiz A, Giometto B, et al. Cerebellar ataxia with
anti-glutamic acid decarboxylase antibodies: study of 14 patients.
Arch Neurol 2001;58:225-230.

12) Matsunaga A, Ikawa M, Fujii A, et al. Hashimoto’s encephalo-
pathy as a treatable adult-onset cerebellar ataxia mimicking
spinocerebellar degeneration. Eur Neurol 2013;69:14-20.

13) Hadjivassiliou M, Griinewald RA, Davies-Jones GA. Gluten
sensitivity as a neurological illness. J Neurol Neurosurg
Psychiatry 2002;72:560-563.

14) Hadjivassiliou M, Griinewald RA, Chattopadhyay AK, et al.
Clinical, radiological, neurophysiological, and neuropathological
characteristics of gluten ataxia. Lancet 1998;352:1582-1585.

15) Hadjivassiliou M, Griinewald R, Sharrack B, et al. Gluten ataxia
in perspective: epidemiology, genetic susceptibility and clinical
characteristics. Brain 2003;126:685-691.

16) Zuin G, Fontana M, Morelli A, et al. Antigliadin antibodies in
HIV-infected children. Pediatr AIDS HIV Infect 1996;7:409-412.



H TSR/ KRR 0 T REIEAVRIE & 7z HIV EBAYED 161 56 : 259

Abstract

A case of human immunodeficiency virus infection with cerebellar ataxia that suggested
by an association with autoimmunity

Shigeto Nagao, M.D., Ph.D."?, Takayuki Kondo, M.D., Ph.D.”, Takashi Nakamura, M.D.",
Tomokazu Nakagawa, M.D., Ph.D.” and Sadayuki Matsumoto, M.D., Ph.D.”

YDepartment of Neurology, Tazuke Kofukai Medical Research Institute, Kitano Hospital
“Department of Community Network, Kyoto University Hospital
“Department of Neuropsychiatry, Okayama University Graduate School of Medicine, Dentistry and Pharmaceutical Sciences

We report a case of human immunodeficiency virus (HIV) infection that showed subacute progressive cerebellar
ataxia without HIV encephalopathy or other encephalopathies, including progressive multifocal leukoencephalopathy or
encephalitis of other human herpes virus (HHV) infections. A 43-year-old man exhibited unsteady gait. Neurological
examination disclosed ataxia of the trunk and lower extremities. Personality change and dementia were absent. Magnetic
resonance imaging did not reveal any abnormal finding, including of the cerebellum. The serum HIV-1-RNA was 1.2 X
10° copies/m/, and the absolute CD4 lymphocyte count was 141 cells/m/. Remarkably, the serum anti-Yo antibody, as an
anti-cerebellar antibody of paraneoplastic syndrome, and anti-gliadin antibody, associated with celiac disease or gluten
ataxia, were positive. The cerebrospinal fluid (CSF) immunoglobulin G index was 1.2 (< 0.8), and oligoclonal bands were
present. PCR of the CSF was negative for HIV, JC virus, other HHVs, and mycosis. Previous reports presented HIV-
infected patients with concurrent autoimmune diseases such as systemic lupus erythematosus, anti-phospholipid
syndrome, autoimmune thrombocytopenia, vasculitis, polymyositis and dermatomyositis, sarcoidosis, Graves’ disease,
and hepatic diseases. These might have been present in patients with a CD4 T lymphocyte count of more than
200 cells/ml. On the other hand, paraneoplastic syndrome, gluten ataxia, cerebellar ataxia associated with anti-glutamic
acid decarboxylase antibody, and Hashimoto’s encephalopathy might manifest as autoimmune cerebellar ataxia. As
regards the association of HIV infection and autoimmune cerebellar ataxia, a previous report suggested that anti-gliadin
antibody was detected in about 30% of HIV-infected children, though there is no reference to an association with
cerebellar ataxia. Moreover, to our knowledge, detection of anti-Yo antibody in an HIV-infected patient with cerebellar
ataxia has not been reported. These findings suggest that, although it is extremely rare, clinicians need to consider HIV
infection in a patient exhibiting autoimmune cerebellar ataxia.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:255-259)
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