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Abstract
A case of intravascular lymphoma with a longitudinal spinal lesion diagnosed by multiple biopsies

Shinichi Shirai, M.D.", Ikuko Takahashi, M.D."", Takahiro Kanoh, M.D.", Kazunori Sato, M.D."",
Kanako C. Kubota, M.D*, Ichiro Yabe, M.D.", Shigeo Murayama, M.D." and Hidenao Sasaki, M.D."
"Department of Neurology. Hokkaido University Graduate School of Medicine
“Department of Surgical Pathology. Hokkaido University Hospital
"Department of Neuropathology, Tokyo Metropolitan Institute of Gerontology
"Current Address; Department of Neurology, Obihiro Kosei General Hospital

A 45-year-old man was admitted to our hospital with {laccid paraplegia. Neurological examination at a local
hospital, 2 months before admission to our hospital, showed sensory impairment of the right posterior surface of
the thigh and a decreased Achilles tendon reflex. Spinal magnetic resonance imaging (MRI) showed a T, weighted
high-intensity area at the Th10-11 level that was more pronounced in the gray matter. The patient developed flac-
cid paraparesis and urinary retention. No improvement was observed after 2 rounds of methylprednisolone
(mPSL) pulse therapy. Spinal cord biopsy showed demyelinated axons and myelinophagia without any tumorous
lesion. Myelopathy exacerbated, and hence, plasma exchange was performed. However, this was ineffective. We
suspected that myelopathy was caused by intravascular lymphoma (IVL) because of the presence of a low-grade
fever, weight loss, and elevated serum soluble IL-2 receptor titers. Random biopsies, including skin, rectal, bone
marrow, muscle, and renal biopsies, and splenectomy were performed to make a definite diagnosis of IVL myelo-
pathy; Among these biopsies, the diagnosis of IVL myelopathy was confirmed from the renal specimen. The pa-
tient underwent chemotherapy at our hospital, and the IVL remitled. The resulls of this study confirm that suffi-
cient systemic investigation by using tissue biopsy specimens should be performed in order to confirm the diagno-
sis of IVL myelopathy.

(Clin Neurol 2012;52:336-343)

Key words: intravascular lymphoma, myelopathy, steroid, spinal biopsy, renal biopsy
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abstract

B, B0 APBBE L2 FMBELBOHIEZEL, MENO7IOAN KRB
> /X7 (amyloid B protein: AB) BIRIL, THICBYTS. —F, MRS HEEMERTS
BIEICERTDRERVNVERIE, WRAOBETHLIBRIEEZEESL, ETTDHEER
HFOBREEELT. &7, a>XIL1>2, TDP43H, MBEARESEORKRTHSHY, 7
YINA T —%% (Alzheimer's disease:AD) DiFE, JORECITHZMEICERBL TULSD. F£i,
REOEHEIAKRMEETHSD. JOBEERTERNTHY, REEOCEE, WRBREFHD
BrORMBIC KW HEEZTS. THEGOERED T, REEHOLEEE/5L, BEE
PHEBEORAEDERDS, RIEDMEREFHISAZIRBEEL>TND. BEERDADE
BT, WRBREORAADILIZHNIEXY), §iELOADBMEEMNRAREIATEY, YO
TF—=M\A AT —H—DHEIPRBIEEL L >TLD.

HOuiig e bk oz,

Loic EREADNFTE B ABE, %% 5OWE &0,
PESRGE TIH40R E DB BN AY. FARHELD
TN A 7 —3 (Alzheimer's disease: AD) i, 570, B OBraak b OMWHETIE, ) Y BRILY TR
LW OMEE, Alois AlzheimerlZ X b, EbIZER YA TOEERT R (pretangle) &, FWE TIX
D LN BIFRRRAERBR L LT, Mgtk WA BT EEN2Y. JiT3a4 R g &
WL SNz BOOMEFNIIS0HETH - /X7 (amyloid f protein: Af) SEHRBT b
FoS M T BB CTH D, AR LS 0Y | e S NONHFHHL T, EREB OB L IELD LT,
2 L (Alzheimer's neurofibrillarytagle : ADNFT) FEANHOEEIZA0Th o 72 655 LL EOFEFIZIE
ERAME (R1) ARSI, REHED OB, 1L, ADNFTIZIZIZHHTH 5.
B LHAOHEREE SNAHIIES T, FH L SN DS, AR IR & S MBI
ADNFTEE AR E VY, FHEZFIEROHNL PHZLRRD LD L) BT OfREE 72
WEALFREBROEKRED T VL L 7 P EREL 5 L7DABraakbTH 5. KW TIX, Braakd i
7oDix AlzheimerDFER L IRE7275, 4RO IEH WL 7R, BT LA YN D i
a2 PO ARE E RN T WA EIL Fh BB L 7AW Tk X 5.
LA OISR RO RBUC —B L CHRAET S, MM
1 RRBBREESEER V4 —BBET L1 NV IHMRE *2 EILIEM - MRERMR T 2 —RRERERER

R
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transentorhinal limbic
V-

NFT stage
Neurofibrillary changes

e

SP stage
Amyloid

f

1 BraakE(TI LB T7NYNA T —REBLT{LDERBIT—T 98

Braak@ZEld, ZALMEHRRTEELEbN Twid o7z, Galllyas-Braak, Campbell-Sweeteff Rt # FH WT, 75 ¥ 7 7 b i O

BBl EmE L, ADNFT&, ZAMOERA T~ I HERE L.

ADNFTIZ, BUEHY Y Bty 7 hifksiiets (a) CTHEEANE PR

Kkl LTHBRTHORLEMETH b, BEJLE LIZ8OnmDHIM TS — » ¥ paired helical filament (b) X DR EN 5. —FHFEAHE,
TIaA Ny sy (AR) RERGHRLMELHRIETHS. WBICaTEEL, FAEICTROEEZETHLOFHMAEAR S L5
(o). WMEIETIE, BE8nmBBENT I/ FHMtOEHEL YRS (d). ADNFTIZ, BATWAY (1), WA (1), BAERE (), 2R
(V). SEEWHEE (V). BB (V) L IBRAF—VniEsh (o), BRRATF—VPRERMEE L, HEAA T — I 0 RNE

PRd A& Lz, SOBRINIIEL {, HIEORE

NIHOADBMHHEEIC ) Ao Tnb., —HEAME, HEEEAY (A). W5 (B), iE
B (C) ONUSHERT 2% FEARCRMTIIERIMAEICHAR L 2w,

(BEfE TV A vy k= 0~=T (hitp//www.mceigrip/BrainBank/) & 0 512z

EHEEEELTD
TIVY N T —iREEMZEL

1 ADNFTEZEAMOMAIRIED O ATmEAE (F1)

T NA < =B DN 2T A5
O, INSOED, MR
WTHBRS.

ADNFTI, U VB {baniy 72T
B, & S ALBIEE A S, BT E
B4z idpaired helical filament (PHF) X b A &
nah. By vy vHifkE LT, ADNFT% &2k
THROIEED L VHARNSATETH 5%, KBS

TIRAEMMIRETH ) YL TB Y, AT8IX
HLRBT BT IE B O AEAIIE D BRI 50T,
EENPLETH L. LICEWEROER»S, ATS
SR T, Gallyas-Braak#E R 8@ Bt oM
Mo E s Ak & pretangle, /7 & HIZHEDO L D
ZADNFTE XN 5. 642, KRS L L
ADNFTIZ, #EHietot & 2 RBMLIZIY)
INBNLTHED, ghost tangle (GT) & Lidh
A. 7272L, pretangle, ADNFT, GT7% Y
LBETH B E ) 2L, BIWEROEETIE,
ADNFT, GTR I TH I EIHII L Twiws:
ORHTH 5.
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X2
B ET 1/4 >IN 7DNA

-2
Braak Braak®ADNFT & EANBED AT —
0 I I i Y v Y1 B VHEERMIBLTEY. Ih
NFT/ b ML 21 & RS0 B 5 =
SP 34 314 102 | 46 12 1 0 509 LT T B, AT,
M o 63 758 818 | 86 8.4 810 -~ 775 ’; Fore AT h s LA
S T DBraak A7 — I ACI L Hhnw
C 16 350 149 74 23 1 0 613  [ADNFTO 27 = S L HI <A
A 75.5 78.0 83.6 86.2 88.6 99.0 - 80.6 Shv I ENDh b HEHT
AD, ST Y N A v TR
8 169 91 70 23 2 1 364 WV & FEFR S NSRS IR Y A
p B 76.1 79.9 82.8 85.6 91.2 82.0 94.0 82.4 A DI, Braak ADNFTAT—YW
s D Pl BEAMAF—YCTHY
c 3 50 51 80 80 100 401 404 o larminplic o B e 116%
C 76.0 79.4 83.0 84.5 86.6 86.4 83.9 84.4 THhb.
MSC @ minimal senile change.
= 61 883 393 270 138 104 41 1,890 NFTC : NFT dominant change,
&t 70.5 g 82.9 85.4 87.6 86.4 84.1 80.9 PSC : plaque-dominant change.
Alzheimer' s disease : 220/1,890=11.6% ADC : Alzheimer disease change.
PSC: Subclinical AD, ADC:
NFT I/I1 SP (A/B) Zhv hF 7 &L, ADE(LIZABICHELTWS Prodromal AD
(BT LA 2Ny R— AN —

Y (http://www.mci.gr.jp’
BrainBank/) & ¥ 51HEE)

FEDZ &, BEAFICOVTHWR L. TFA Disease (CERAD) #5513  Bielschowskyd 5\
M A (diffuse plaque : DP) &, $LA fHiik%E {Zthioflavin SEEIZHBWT, FEE ToOHIMKE
Tegett, WO RIE-LORESNIUBA LS I Y ANBEDE—E U L), RIEESFED Shhid
Y@ TRMIC g I N LAY, 2 T—0y R ADEFT B LOT, KENZBWTIE, KEEZHE
FATSEHREDT IOA FREETIIMLTE LR Wr9er (NIH) ORFJERRE, RS T ODMH
V. AlzheimerdSE0#i L7212, Bielschowsky#E4R TS A EC—HOMRERELZZE L Tnb, L
Jefo T S N5, E D IZREMEIGEZ v, o L, CORIEZIALOEFEEREATHNDE DT TR,
FlZa7TE b o - EHMAE AR (classic plague : LU F Y AT CRILE 2w,
CP) L XiEhrbnT, 7301 FEAHETH 5. BraakFcFEIL, HRSA T ADN S 2\l
EOITHREEEAED ERA LR, hRilh Mz L, ﬁx’)’wﬁdé‘ﬂa’ TADPH DI
7304 RATREFNERENLLERY, BMAR JREERGHERMT A LT, AT — VLR
&% A3 (burnt our plaque : BP) & Xifhs. L B L 729, Siud, IS oSl E LT
2L, BYWERTIEDPLAIABE SN RO T —EDMEEBAICELE, RORAT—VIIHAT S
DP, CP, BPA%##EIEIETH B 5 b AT 55)79 EVIIMEEY, BBISRLAED, T 5 LY
2 ADFRBEBOERAT—VHEEEX 7 N Thotr (BF2). 25T, ADNFTEEAME

ADDOWRRMMB WAL LT, KW ] Jirgey g BBV HE LR CHREBRERBE TV
7-KhachaturianZs e, ZARISHEEHIZ—ED AT8, HLA BEHIATIEGt & BB L & OH
Bar b, RAFEDVROLNNTADE ;’)141“9“7@ b PEAFRO BN S, PIZIZCERADZEIZ, MBI
T& ), Alzheimer's disease Neuroimage Initiative DPECPORBITIEZR {, Mg s ) £ AR
(US-ADNI) THH SN TwA. —7, The Cosor- (neuritic plague : NP) &9 Bielschowsky#fas T
tium for Establishment of Registry of Alzheimer 's Wi SN AR &L BIZBMAR R ENTWAS, FOkk
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T Twad, Lo LEEIZIENP ECPIZH 4
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PR - RGBS T, BERME T&

BN BT EERATEY, BEHRMER MG
13700000 % 2 A, HIBE, BIEHERIL, 19724E12
BHEDTZRET O,  EIREEAE O T HL 22 AR SR AT
I ENBEETIIZIFI00% Td - 7oA, BALIE#
NZFN30%, 0RFEEIHML TWaE, LaL, B
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FEEHEREL T B 19854E 7 b D, DNABRRAF
ENMIRIZ, BraakdBA 7 — V0 EH L7
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Braaloft g 2 7 — V5T IS KW IR IR
AE L, IR BWIREEREI Y. £ B
ADNEFTTOEARD AT~V D LHIE, Fiho L
HatEdbiun)s, BUEARAT—VIZBTHADNFT
27— I O¥IME, ERO LA EWOMIMES. F
7:, ADNFTHHEEAT— Vil bDlE, B

DR ERRNT, EAMA T — UDRREROCIC
BoTWNABIENbRA. INET, BEAWAADNFT
FHETLEN), Wh®AT I U FEFAKE
BEEEL - TEZ I, FEECBLTI
HHBEHTIITEHLEEZONED, LHRTIEL
TLLIHTEELLWT EDDh5E, bivbiud
7304 FAF—YCRL, ADNFTAT—Y VUL

c BRRE - BB E B m%ﬁ( 2 HDT, Ih
#AD"‘W%&(‘? WERHLTYS

Braak® &, L% &BERMEEDOS v M4+ T7 %
NFET Stage T & MIZBWTWA. F7:, fHfADE

MW CHHTHBE, EENRHERESOR.LL
oTWhAT 304 FPETHRAIIB VT, Mz
2425 DidBraak Stage BHh5H TH B &9 ElErik
B Colin L Masters®wWwa A LKLV RET VY
A w—3 27 Tld. Braak Stage BEADD A v
A7l TOBHEOTEIY, hivhbilidT 3
U FAF—=VDOhy A 7%2BECIIBWT WA,

CHZOonA v METEIZED, BEERDOAD
FREZABIZGIT NS,

i3

T
g

7 IV INA K —IRD

TIVYINA T —fREELE,
BT IV NA T — RS R

INhET T Iof MEFUIEEDW T, B
THE BN FIELPT I 04 FEELORK
TN TE D, CETERMTH- 7.
BT 304 NRER)T 2 F vEdE, SUBER kA
FRLZ7Z20 TRy, Zhe /il o
TIigA FREUISMSRAD LT D0, R
WCEALIE R Do 722 EDURENY, T U A FEE

WBBEEETLIENES LR T,

ZOPFNF L, ADE N F THM S K
Blik, $ TIZADNFTIZ & A AEIROMEITHIEIED
1 FVASTBORMTHY, TDOAAL v FHA
HHNZA BRFEFREZITANTHN TS B & DR
RIES M7z, £, BEAERERIE S 7 EHOMT
270y 7 THEINIVAYTHY, TN
DB BETIGRIN AN LETH L EDER
DR SN BIZRE 57,

COEZITHETE, 20104EIZADD GRS I S e
DYEHNFRBE N, Tabb, ThIETOADIE
Alzheimer dementia (T VYA <= —H1 H{’?UJH:)

ELT, MMEEZL RSP LTHIMBLIL B
fE T Wi - N4 F v — A —AADESFET AL,
prodromal AD (##WIAD) &8T5, &5IC
WM ETH 25, LAREROE LT -
BT, 19 RADIZHERE § A AEHI %, preclinical AD (5
fEMAD) L3550 THAH (H3).

BAEE TP 0% i FI%E TH 5 US-ADNI2
i&. preclinical AD. prodromal ADDZWidkikl:
WA EEFEENE LTvA, i US-ADNIL,
J-ADNIZS, IE%, BEmkEE (prodrmml AD

IR AH ), BAD (gl cizeh
LUR) AR RELTVBDEHL, X R
FLLTWS,

L?.‘)‘L. AD#MiHEdEZ L O BWIZT 7 b 245

. i’d‘%’é‘vf’)”:ﬂ*‘f)‘iv"}ﬁ“"é‘él LS THA. DI
bnaﬂldf— 3, prodromal ADIZIEWT A 2 & T
%23 IT265, subclinical ADE T A Ldffic
AT ENTFEING. LD LADYEL LD
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Alzheimer's
disease
(2011-) CSFAB PIB CSF1pT FDG MRI
50 J\—«/L 60 70 80
- Prodromal
cognitively normal AD
MSC ADNFT
neuronal loss
Preclinical AD
senile PSC
plague

K3 TILYNAT—HBHSWEBEL, YO5- b1 FY—H~—, BEREOHICK

HEABE (senile plaque) AHERMLIEL®, FRAA—EOLNWIZ#ETH L, ADNFTZFHE L. WEMIIAEE (neuronal loss) & b7ab L, #
NAEHEZ & 727, BAMOBEMOBELBIEOTm I, 7 I 04 Ky ¥/ (CSFAB) EEEAZLNTEY, B TT IS K
PET (PIB) = & 2 Wi LA S h. ADNFTOWM Y — A — & LTl By k7 & (ptaw). ¥ (taw) ® LADSH b, #EfH (FDG
PETIz & b, fHESHFIKE - F"nuﬁl&”ﬂ't‘:ﬂl'1ﬁ”l"’ BY2E92hb. 35612 1’!}1 FEARB A ML T 5 &, MRITHEHiz L oA oMb L9
A, SOIRIEDS, BREEIMBEEICE YT AN, COBRBTRTHEMEDORIICEDL. EAEMBEMLLEIL (PSC). ADZE{L (ADC) &
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