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(YYRITLV) BEY A N ABPIE O RATR

HTLV- 1 BEEFBEAE DR A & i ik

T5 T e

(EE] b FTHEAMmK Y 4 VA (Human T-cell leukemia virus type 1: HTLV-1) B & 8%
(HTLV-1-associated myelopathy/tropical spastic paraparesis : HAM/TSP) (. HTLV-1&%
FEO—EICFRIET 2 R EHMRE - BREBRE2ET20KETH S, EENOHTLV-1IER
HREEAZ 0 EEHAM/TSPRAE Y 27 H3MT 2 LIS ATV 30 RED L I ARERA
DRI L RIEMNEREDOHIICZE> Ty iy, AR TIk. HAM/TSP OFfREZHICBET 5 BFFmR

RIEDVLTEHOMR2EDTHEHT S,

Key words: HTLV-1. HAM/TSP, BF¥&®Ei%E. KBRZM#ET

EC&HIC

b THIRAIKY A VAR (Human T cell
leukemia virus type 1: HTLV-1) QR TR LH
Tk MEBLOBHLBRNEIRIVv IO YA LA
T4 Y. HTLV-1BEERE (HTLV-1-associated
mye lopathy/ tropical spastic paraparesis:
HAM/TSP) X U ATHIME A ML#H (Adult T-
cell leukemia: ATL) OFREA YA VA TH 3,
ATL S HAM/TSP %# RiE ¥ 2 DI B HE D5% Hijtk
TWRH3H. ATLIZE & BN O & & i3
DUVEDTH Y., HAM/TSP BH TIK140% 538
BPCHTARLEZVEFTOENELIMES L
3, 20104FICHBRETN R L BEI NI
EHHEEICLE L, BMBEICEVELHCEERTES
D08 F AL DHTLV-1BREBFEELTEY.
EXZSh oM - hETRELPLTE3 0D
T TRPSHML TV B3 I EBHELLICR 2T
%, HTLV-1ERIEDO R E X, HHEHO LR
E-ERLOBRAOBRBTHAEITEL. RO
HTLV-1RBRRD S5 bAEEEIHEDATHS
Lo, RHYEUCHT 5 TFRRE LB RIS E H
LMFSNTOVEHTHHEETH S,

. HAM/TSP DR

HAM/TSP DB HEEIZEMNIZK 15006, #HRT
BIEFBETEH STV AERALZTTOELL LY
3000 LEHEEE R TV 3, BLDEBKERN
Ho K e L i HAM/TSPEH X #11:2~
130 RTREICEH Y| FHHAEFR245.1
+16.5Ths”, EFELERERE. HTHEOK
FRAEITYERYE TR X ChH 2 53, BEFREEE. H
BR. iR & OB EBRIEHBITREICKITLT
RN VEDLREZ L DD, HEFENBEIC
TTIEOEBBRRS UE. AL/ Y A3 —HE
EHLNG, BEREGHDREECHRL CRE
Thashi, HEMNE LUNBPRAEHRLLER b
%, HAM/TSP 83& o M HL HTLV-1 51 4 fifi (%
ATL# &, MIERMYE S + Y 7 — (asymptomatic
carrier: AC) L HBLTHEIIEL. VYuv=FH
T (18.3%). Hikk#ifk (22 %). HSS-A#ifk
(23.4 %). #iSS-B (9.7 %) #i k. platelet
associated 1gG (30 %) L E¥Z < DACH BB
WlhsRd S, TY > /8REME (70%), > x—
IV EREE (25%). EEE (20%). KESK
#® (15%). ZRM%E (5%) L EOBHCREKER
EFEUREHEROGHHAS B VY, HBEKRET

RMAEAEREZLHAR (%) (T903-0215 iR o SHEKPE FET % L/E207)
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HTLV-1 B #F B EOHEL IR

. BEOHMBBIEE. BBNIgCEETELL D
. EETHERBEKRS, Y 4—Tay - U
(Interferon-y: IFN-y ) O##Bic L Vv o
T7=UhBI T334 7T oMMMED LR
V. MENTOBERLRELRMRLFIREEZS
N3, FEHNLERKER,. fEmRCmME. M -
i HHTLV-1¥ig2RIL T2 L TiskA &
REBHNESTHS, HED L I 5 HAM/TSPIC
119 % REGEIED H % 1 FRE S Interferon (IFN) —
o DATHEH. BITFKERTOA KPREnH
il & RIEIMH - RERNNEDH 2 EROE MY
BEEIhTVEY,

Il. HAM/TSP DfBEFR

HAM/TSPOEBITR. Y2 kBLU~vo 0
7= ERE Ul REMBHYMILE R B % .l
ISR, BRETARENLRENEDLNG, HE
2. HRIQREZ DO CEAMEEC PR ST
HHfich 3T, HfE I U#MBOLE. 7Y 4—
YRAEESTIEM->THEY.,  bETHEOMIANEL
fE. { BBEOEELHE->TWEY, CDLSRES
ZeHIRaE RAERT B, 8 SAE R SN O MR 0o
BRI THBCBIE S R, BIREBERIN %5
TREBTHS, AKROMEREER., BEIRCD
DORMICHTDONE ZEBFEIhTVBY,
HAM/TSP#HHifR#IC 1T % HTLV-1IC DL T,
In situ PCR. in situ hybridization & &Hifi%
v—nh—ic X 2 REHBILEZHAG DY R
o, a4 NAY ) LOEE. V4 VR
mRNA D F#H® 2RO THRICRE L.
fRdRIc3RZDshikun,

. HAM/TSPREZRETDIEF
1. Tax¥% 7247
2000 G SN R EIC BT 2 Ml H

5. HTLV-1 DEERE A F Tax 0@ {E-FEHIC

Q2D TE2A4 THFELEL. Z05bHT 44

TAZFROBRERY T XA TBEROEREL

gL T, Bild 5k b AMREHUT (Human

Leukocyte Antigen : HLA ) OE8 & M7 L

T HAM/TSP #4E D Odds BHI2MHEEVZ L Hi#

Hahr?,

2. FEBZH8ET - HLA
HTLV-1 B3E KM Y 28R, B|RAC
Bye~eq bz THIRMMKE T - HTLV-1
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PR L 208 L TERICHEMET S, 0
BB HAM/TSPEBED Y > 8Ric ks
WTHRICH . —FHAM/TSPRE & TR #
HTLV-1#i A mE - B & & (C ATL B H,
ACK Y EECE V., £BNTOBREMBEE %2 K
W3 2 HTLV-17 v 4 VX &3 HAM/TSP &
HICBOTACOT~I6BIHML TV 30Da%k
59, HAM/TSPBE #MFICFKDAC TR, K
BEOZVACEIVERECEHV., DI L.
HAM % %E. HAMBE O HTLV-1icM T2 8%
BIRELEFEEHNERL OBE#EZE R LT
03, EZEC, BNOSBRRMBTHIERE
BROHTLV-1BREZWNRE LTRSS,
HLA 27 5 A1 ®HLA-A*02 & HLA-Cw*08% >
& HnHHAM/TSPEE CACE I VEEICH L L
HAM/TSP ¥ SE M (cBIS L T 3 T & 5,
HLAZ 5 A1DHLA-B*54 & HLAZ 5 A1l ®
HLA-DRB1*0101 # 2> @& A HAM/TSP# T
ACH & D FH I { HAM/TSP R (2t WL
LT3 I EMNHEEI N HRI
HLA-A*02, Cw*08 % ¥ DACIZ & \» T (3.
HTLV-17a v 4 VARPIERFEDOHL/3LH
HMICETLTWVW3Z &, HLA-DRB1*0O101 84k
O HAM/TSP 8% # T HLA-DRB1*0101 k&%
BEL U THTLV-1 a4 LV ABBERICE
V., DD L VEVTe YA VAR THAM/TSP
ERIELTVB I E Y REALIY,
3. JEHLA &K BESZMEM{ETF

—7. Sat1008E B LD HLARE ER =T
%% (SNPs, VNTR % 723 CA repeat) ODfi##r
h 6. FHINO/NIE NI R ECRE 0 3 2 HE R
BEATHA4NaS— %@ TEILT
Mo mEN~NOBEECHEGLTHELEEhEH
143 fié %% matrix metalloproteinase (MMP)-9
BIEFOTaE—X—ICEET 5 CA repeat O
EEY. HivbY v 7 AHMREAETH 2
Aggrecan M{RE-FOBRBEBICFEET 5 VNTR
R D1630bp 7 VALY B X UIEEEER T
(Tumor necrosis factor-a : TNF-a) #1{z7F
NTBE—-X—ICHFIET 5 -863A/CERDAT
VA S HAM/TSPRIEDBBRE % LiF3 2 &
DAL IS oz, —75. stromal cell-derived
factor (SDR)-1#{zFH 70— R —ICHEET
% -863A 3’ UTR'®. Interleukin (IL)-10
-592A' Vitamin D receptor exon 9 Apal %
' HHAM/TSP 6 E D S BR R % T, IL-15
191C{&, HTLV-1o 4 VZABOERTFTL TV 3%
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RFICBV EHRENLY, THhHHAM/TSP
BHLACHTTUIVEHECAEE2REDEEM
EZFDN>5HL, MMP-970®—4—tIL-10 7u
E— X —HIHTLV-1 TaxEHIC & Y EEEEL
Sh, FHEFEENTax 2N T 23EEMIET
DEEFEMLHBICHEET L @G I i,
Thbb, HAM/TSPBICHFABICRZDLh:
MMP-9D ECA repeat £ IL-100-592 C 7
ViLEFDO7aE—&— (3. F\CA repeat,
592 A PrvEROSue—2—-LBLTE
LoHbTax 2N T2 BEBRELENEECSH
75"97‘:13)'16)0

- ChLHOBRRE. BEAICHESH/AHTLV-1
BT 2B EMETFORENREORHEDA
NABEGTFRONAVRBEZECE »phbo
TWEIEERLTVS,
4. HTLV-10 k& b¥ /) L AE A

Bii, HTLV-1Dk Mo/ LA BN OREER
L RWERM¥EEODBangham 5D 7 v —F i
FoTHEINL"Y, LRI AN—-F v b
Y ) A EEROT. 6180
HTLV-1&%#%# (AC 1441, HAM/TSP 264,
ATL 208, RESBREL Hl) DR IMmH ALK
(peripheral blood mononuclear cell :
PBMC) ¥43391,000lA LD HTLV-17av
A WAHEAEN (UIS: Unique insertion site) %
FEL. BREEICEPBMCH¥Y / LADNA 10
ugdhHrz 95005550000 UlISHibH s I & #imR
L7ze 8562, BN TOHTLV-1B$4MED 7
a—ERELERMEL (FY) T 70—FNiEE
¥ (oligoclonality index : OCI))] #®EL T
HTLV-1REHRD in vivo B35 70—FY
F4%2ERL. OCl] PHAMBHE L ACL OB T
2EFETHH. HAMBE, AChThizkuw
THOCIEHTLV-17uo 4 v RBEOMICH
BERFRSED LNV L FZHELIIC L, 20D
ZliZ. HAMBHFICBU3E v A VAR (=
BRHBAE) B REXALOATW LIRS
o—F; A BRRMEONEC L sDTREL. &
BRICZ L DBREAR o—VnEET LI L
FOoTHRINTVAZLERLTEY., @HT
HEFECFRTHZ. —HKSE. £HATO
HTLV-12a— %3, HTLV-17 a2 V2§
ABUEBOY /) LARBEICKESBEEZTEC
LWL LA, TR, HTLV-1700 4
WADERICEE2To TV A3BERETFLERA
BHCBAINIBH IS, BRI 0— 3
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LR TWERDID Y. RIC /a4 VA
ENMHEREOY ) LEBICHAINIEEICE.
BRI D7 0— U HEEAH I NS, YLK
Bh b, ACTIIHAM/TSPRHZ LT, 8
HRARKICEDLABCTLIC 28D 70—
BRBEVPT L. WREORKVERMES
o—HBREAPTOLEDORBRZRIBL TV S,

IV. HTLV-1ICH T SEEREGOHE

1. NK#ifa - NKT #i#e

NK#E, EEfspmEEtezaLTtE
REBEEFE2DAX 5T, HRUARPTHEE O
HMEERZN L TESRBRELERICHVETS
CEAUEEHELMIC KD DDH B, HAM/TSPE
#FTR. KM NKHEROFE' 4 b icHilk
KEME AR EEMERRE (Antibody-Dependent
Cell-mediated Cytotoxicity: ADCC)* itk hsiK
TFLTWB I D, TTIC1990FERMEICIH
HEhTWi, 20034 i, NKfiEOMHEIE
ZREEKDOD—DONKG2AD Y > FTH 3 HLA-E
DF b Fv—% O HTLV- 1 B3 R R
WEERH» 5, HAM/TSPHRETIRACICHELT
CD3BttDF b -—BEME. DF Y NKTH
MCHY T2 MRBOFAEVEERICET TS —A
T. COfIRBEOIZO—FY T 4 —IWICHEBL
TWV3 I enEmE s, HAM/TSPERHCH
F3ERMMBNKTHEOETIX. HEOHE
2 kEE &R KRS DEMIC & 2 RITCEER
EhTv3d, —7. LBREKMORAKC L YNK
M S A EHE L 2 HAM/TSPEH IC BV T,
BHREKROBBLLOBE L H Y. NKH
1 - NKT 425 HAM/TSP O i BIE B C B 5 9
BILEHELELTHS D,
2. hlERE

HTLV-1 & $:& . Zomi#sic HAM/TSP
WME ACL HICIgMBiEZ &L HTLV-144
i dha®, i, EBLA LD ICHAM/
TSPBE TR HHTLV-1HiEMH M - Bim L
LICATLEBE,. ACKVAERIHL. ChilFER
Bo7/avA4 VAREROENZHELICEET
bRILTHB2®, Thbb, HTLV-1EH (i
B) (ZHTLV-123RE RN TREMCRILT
B9, HAM/TSPHEE TR ZOREBEIMEHL TV
aoenEILNSE, MFHOHMHTLV-1%2M
o hEEE ¥ b —7 (immunodominant
epitope) (X ATL 8 #. HAM/TSP & #&, ACw»



HTLV-1 BIE¥ BHEDRE & R

Fhick\WTHHTLV-10xL>~Ru—7 (Env)
EALICHEET 2. TaxERCHT 2.
HAM/TSP® # (71-93%) TIIZATLRE (4-
31%) RAC (27-37%) L HEU THBRHEEH
EL\Zﬂo

KED Levin 5. HTLV-1D TaxERA %3287
P HIRNAK & & > 737 E Al (heterogeneous
nuclear riboprotein Al: hnRNP-A1) & 3% #
KIGL, fRMIEOEESIcEEL TV T3K
BRAE IR 2 20024E c B L, i H OMFT
. #1 hnRNP-Al#i {4 (3 HAM/TSP & & £ #
(10F1 104 icHH &/, HTLV-1 4
KEBREWCB T3 2 FHRBME (molecular
mimicry) OBZHINEE S hizh, BLHIHD
BEZRAOCTZHEEFRECLIVRELL-E A,
ZORBBRZHAM/TSPEEICBVLTHTHIC
35.0% (40#i414H) ThHYH. HAM/TSPEE
DAL ST LZRETWILE (71.4% : 28# 20
. oA VAERIBER (31.3% - 166 H56)
Y., toMBHRBEBECLOTHRIB I N,
HAM/TSP 9 2 AR GHER I hi b -
72%, hnRNP-Al DSBS RN E S F T4
CEBMICHFET AR FTHE L. HifkhiEE
FERLICS WERICHFETE 2 Eh L, Tax kX
#= RIH9 5 Hi hnRNP-A1Hi 4k (3 HAM/TSP 0 %
FECHBEES T 20T L. RIEIC X 2080
Bic X 0 M mBarI AlikE L. KEICHUL
ENCHOHFICRIGLI 2R ABRREEZS
h3,
3. ~IL—THIKE

CDABBM THIRIZ. ~ W —THIlBE L TR
BIEICBY RIS ENEE %S EEL{IRT
»3H, FIRKICHTLV-10FE L BREEfHART
bhs, KHMhoOHTLV-1#E2/~V—TH
HOFEERP, KHMCD4BE THARSENICE
73IFN- y. £ >4 —04 ¥ >2 (Interleukin-2:
IL-2). TNF- o ZE£#MBEOEE . AL S ay
ANZARTHH>THACL Y HAM/TSPRETH
BIE<{. HAM/TSPEERFEHRFENB O RE
FHROBRETLL A543 ThlMIMEEA 2 RIB
KHBIENREIRT VBN, 3
HTLV- 182~ —THilBOVEF2—VB
B M REFEE (complementarity
determining region 3 : CDR3) DRHT&HEIL.
BUIBmBMACDAIREMBHEBELABERELT
HTLV- 1S 2~ — THIELEHEEICRD S
h3DTREL. EANTEEHSBSRETH
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& (major histocompatibility complex : MHC)

HE - RIF FEEBICL 2 BRAZIRER
THbhHB L ZRMLTV 3%, HTLV-15 M
A —-THROBRHKE ¥ b — 7 i HAM/
TSPRA#E, AC2MbTEICEn LICHEFETSH
BOHFEASVEVOIRENCE R ERS
1% B 81 35 v T 3L o0 HAM/TSP 3 5 {2 i
HLAT & 33"HLA-DRB1*010145, ~A28—T
# t2 © dominant epitope # #IHK ¥ 3 = &%,
HLA-DRB1*0101 5% ® HAM/TSPEHH# Tk
EHERLEBLTHEC IO YA VARBENS
LW e, A= THIIIC X 3 HTLV-1ic3t$
BB L RENEOFYEHHAM/TSP RE (& F
BESTAIENELLNS,

4. HiraEEE T

HTLV-15 2~ — TR Env 25283

208t LT, HTLV-1ERFEIR I 03 2 Sk 6]
=4 THK (cytotoxic T lymphocyte: CTL)
D% LB TaxZEME L TH 03 HLA-A*02
CHHERENE TaxD11~19FBHO T I/ BHES
KNI b—7Thb, COZLE, Kbl
7= & 5 I HLA-A*02 % ## D {E & H$ HAM/TSP #i#
TACHLIVEZC PRI L, HLA-A02% &
DACTRFLLZWVACK Y HTLV-17a o4V
ZEBEBICE N EH 5, HAM/TSP#I#
HLA7Z Y Vi8R0 £ W CTL I & 2 Bl o
SR - HEREEIC X > THAM/TSP %I Ic B 5
LT3 L DRFIMVBEISATVEY, fEc,
HAM/TSPEBE CIZAC L L& L THTLV-1&R
MCTLOBEMBETLTOWE I LMNBEIRT
B0¥ ERBEICBIZHLABYORRLE
b, CORFEHMIEIR/TIMRTH S,

5. Rk

BHAHIRA (dendritic cell: DC) (2. B2.®MHC

LichiRZ208TTHARBRESE (T cell
receptor: TCR) IC#RT2BIEALTURET
HMBThs, 1992F 2 I HAM/TSPE # 0 DC
ICHTLV-1HBH LTV 5 2 &3 %, 199341
BEEEODCICHTLV-12B$342L8a2T
HIRADFE L VIHFEZFEET 5 2 £ 9H%in vitroD
EBRTHEI A, B L& S5, HTLV-15&
REORMEMY >8R %Zin vitro THEET B &,
BRI FERPRMLUL L THEFL HREMEBISR
MEID, THhEFICHAM/TSPEHEIIB VT
BEThHBLMBALIAT VB, ZDHAM/TSP
BERBMY BROEEZRMLSDCEEL LA
HHTEBRRVBR LA %3 I+, HIMHC



17:126

class l1#ifh. L CD86#Hi{E. HLCDS8HLIED 1S
BRANOFIMCE > T HRBROHIHIEI B L
WHEALHIcE . DCOKRMIMY >/ ROBEF
WABE R & HAM/TSPRIBNDOHE G 2 RB L T
V3, 20084EiCik. Cell-free DHTLV-1v 4 v
AHNDCICHB LS BRL., VA VAEZRAHE
DEVWCDABMTHIRICEET 2 2 & s
20094 I3 ¥ G S /- CD4BME CD25%
THIRTE 4 (. DCZ #» Tax 551 CD8G 1%
THROFEL L BEERFCEST2METHS
Lhimshr®, &5, HTLV-1ODCH LT
MM~ o {5 # iC & Dendritic Cell Specific
ICAM-3 Grabbing Non-integrin: DC-SIGN) %}
BELTWL3 2 &, in vitro, in vivo R ICE
WTDCHTaxFENCDSEBETHBOFER L
HHcHEELTVE YN EES A T
YAVzZy v AV HTLV-18#kE
FNOEFH S &, DCHHTLV-ERBC T 3
HARRE MEREOFEHIFAARTHEIED
RERTLEY49, HTLV-1038i8k»> 5 DCAD
HMEEHETZLT28ELH VT, HEHEDCH
HAM/TSPHEBIC BT 2 BEMMNERERI S L
EHic, REREOMEY — AL LTHHIFIH
T3,
6. HItE THME (Regulatory T Cell: Treg)
HTLV- B Sk % 5 ghc SR 2 ATL Hik
»CD4 Bt CD25BEDiEtE b~ —T Hika
D7x)BATE2RTIERBELEHLSIC
KoTwh, TNDCD4 Btk CD25MtEMIED S
. EEE T FoxP3 i o MR BE A5 I T |
2 (Regulatory T Cell: Treg) T» 3%, Tregh®
REEFOBBICHES L. BOREKBRELN
HyaZ b, HAM/TSPREEFICE T 3 Treg
oV THRF S, REOI V-T2 & 54
DEE TE. HAM/TSPEEDORKHMMicB T
CD4 BtE CD25BE FoxP 34 il i o 455 h3 1
HPLTEY, TaxBEFRZEMT HIRCEAT
% 2 L TFRoxP3DFHHET & B iE ML T Al
X A MAEMERE DK THBEI N/ & h
5. Taxiz & % Treg OBREE T HIHAM/TSP %
FicHEETseah®, LerLliessb, CD25
SFGEEETHRICEERL, »DTaxic k¥
BEMahaz?d s, HTLV-1RREFCBY
3 KMk CD4 BfE CD25BE FoxP3 5t it
OHEEIZCD4 Btk CD25B 1M D 5HE LA
EOHNMICETLTLE S . CD4 Bifk
CD25K5 1% FoxP3B Ml % Treg D= —A—&
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LTHWBICEEENH S, EBE. CoZLicH
FLTCD4 B FoxP3BGEMila% TregD~—
A—E LTEFLAKEY LTRSS 60
HETIE, WThd CD4 Bt FoxP3B M0
SHRE (3% HAM/TSP B RkH i B THE L.
HPOHTLV-17av A VAR EHET 2 Z LR
EhTV3, FARRIC. KM O CTLIENEH
HTLV-1 & &% D CD4 Bt FoxP3E &Mk #
BByt BEIATE VY
HTLV-1#&&% Tregic & 5 CTL O EEHI S
a4V AREME HAM/TSP %iE (CB# L T
WaIEMNEILNhE, —F. THOL THR
B2 L& T, FoxP3 mRNA DB
te L A HTLV- 1 BRMR%kIC BV THE . FoxP3
mRNA Lt EHORBBREILFLOIMHBL TV,
VW, BiE, HTLV-10eA FAica—F&h
2 HTLV-1 bZIP factor (HBZ) #»3Foxp3# =
FOEEX*BEYT I LNEEIATE Y,
Tax HIEBRICHTLV-1BRBEEDEFBNICE T
FoxP3DEBAMICHE T2 0ENIIDOVTE,
L RAMVDBETH S,

V. HAM/TSP OERER R

PLEMRAJCERREN R, REFEHN. VA VRS
., St ERaRs» 5, HAM/ TSPOKER -
FRBIERIC DL TUTO L ) BFEMBEEI AT
3 (HE1),

1. K#EHDOHTLV-1 BRETIE. U4 VABER

HMBHEEEOREI AT LICEVBYNCHES

. BRPERER (HTLV-17av 4 v A8 ) &

WKETHZ ATV E -0, RVWEAICDED

BILEFLTEEROZ ZIEMAL, KBL2HER

L&,

2. L»L, —HoBRELTIE. V1 IVAHA
F - BEMORBBEENRTIC L > THEECH
EERLHTLV-1ICHT 2 b THRIETE D
29, FARICEDLDODTHROBY (Thbb, U
A NVABRBMRZ R T E&LV) RELEVES
0. R R (HTLV-17uv A VAH)
oM. HHTLV-1HiEGo LR, #eEE THR
ADHTLV- 1B & 2 B8R x RBIECHT S
MEBBORSEL EMRI Y. RRENZ IR
L& 2 BERBROBERIEERICETT 5,

3. BEOBEY L RBIEBBORECLY. VA4
NVAOHER. WMHEOIMBIC Db nE ., &
57 3G YMM (DCRHTLV-1&RY >R
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! BHkARe I CDARGETHE

EEMCEEESNIHTLVA |
(=3t ZHEDEN
RERE

{

{

Bt TR R OEM.
Bf~OZRHE

CDSIEETHIRR

™

P x A~
” \
Y AR A ERAL

| BF COHTLV-ARRRER. REGE
)

VLA

~—  HTLV-1 provirus  ICAM1 9%
©  HTLV-{ antigen

o v

4 FEHETHEMAD YA MY TR/
R, CTLIZ R S REMBBOGE
Bystander 8 DEGE l I
N

REWR, BRERT AP -TERA,
BERBRICRERISY S TaxikFIC
FHBTHBOESE

1o RREE PY

E1

e Ete) OBMBAFEELSRID. YA PAA PHES % . BEOHESIHCAE VWD, —¥

V. rEAA Y, MESEY. TaTdT—th bEOREROMIEHYE b, O, JIHED

R F B T O U A AR e L. B TR OB Lo L v, BIHENE 2 Y 5 2

MR OBE LW DR u0iRiEI 4 3, ST 03 B B IS B Z VDD b B,
4. BRI R T e E OB BN DY T — g, FERETH - IS DD B S RN &

PR L CHEMNEBICEBEL B, RTo N5 EMEINA,

HTIV-19 A VATROFESR 2L L v, Bdo

A2 EAAIIBTOIEFICHOHLY A VAR ik
BINEVR D BRNCRIEEY A P A4 &
DIT w72 X —4rF12 & % MR R P O sk bk 1) Hisada M, Stuver SO, Okayama A, et al.
MM ERIShE, Persistent paradox of natural history of
5. MSoWEC Lo s B HO | SHES human T lymphotropic virus type I:
BEEOREBERICEBEINRS ET, HEERED parallel analyses of Japanese and
GBI NN o— oL, BEYikoE Jamaican carriers. J Infect Dis.
e EOMBRISHEI Y & 5B ELT 3, 2004;190:1605-1609.
2} Nakagawa M, Izumo S, ljichi S, et al.
B UIC HTLV-I-associated myelopathy: analysis
of 213 patients based on clinical features
HAM/TSP 3 & TH & U TR RIF LR and laboratory findings. J Neurovirol.
T D BH, BN MRS RICH 1995;1:50-61.
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3)

8)

9)

10)

Nomoto M, Utatsu Y, Soejima Y, Osame
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useful marker for diagnosis of HTLV-I-
associated myelopathy/tropical spastic
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