(VAR £569% 45 1%, pp.37-46, 2019)

Y5&E HTLV-I

3.6 b THIREEMIMEY 1V 1 BIOER &R

EHEH Y, TXM—EY, AR
D) SRR I R - BRI
2) BUHSKIEY A VA - THEBRTIGERT v A VAR

v b THIEMmIHE Y £ VA 1%E (human T-cell leukemia virus type 1 : HTLV-1) & rL ha
ANWVAE LTHRATHD CTRIE SN, FHRARZEMERFEEESE CTH LKA THRA MR - 1) > /<
i (adult T-cell leukemia-lymphoma : ATL) i, HTLV-1 B #AE° HTLV-1 7 K757 &0
FiA ORFEMRBEEFI SR $. HTLV-1 34 & 7288z r L COREGET 5 &0 ) 7 1V A%
M EZ A L TB Y, HTLV-1 bZIP factor (HBZ) R tax ICXESINLE RO T A VA ELET %254
WA L 258, IROBIEANE ZOBGEZIER L T D, KoL E, HTLV-1 13 Eguilie % s -
AIALS L & LIS, ZORBEEZERSY, BEREERABE» S ORBLFEST L. 0k
F, HTLV-1 O#BEDFT 28 X725IEW & LT, —EBO G Tl 72 2E - R Lash | Sl 2 S h,

W 037-046_%%3 #ARHMSEE.indd 37

HTLV-1 B 8 2 Z80E§ 5. A Tld HTLV-1 O EEF & T O 2 Hl g IcEm 2 4T,

RO Z R TS 5.

1. IEC®IC

v N THIBBH AR Y A )V A 18 (human T-cell leukemia
virus type 1 HTLV-1) &, A T HUEH MG - 1) > 7 SfE
(adult T-cell leukemia-lymphoma : ATL) Zhl12 T, HTLV-1
BY # % ¥ JE (HTLV-l-associated myelopathy/tropical
spastic paraparesis : HAM/TSP) % HTLV-1 7 R w7 4 7%
R4 ORFEEREZI X T  5ov T M F
TANVA 1B HTLV-1 OFEZEZ LNTHBY), BLZ
S2TEFICH IS "ACEIE LN SN TW 5.
HTLV-1 idL a7 A VART VS L hay A )V A5
I, ZOk# L L CTenv & 3-long terminal repeat
(LTR) & ORI pX F8IH L MFIEN B 54 D7 A )b A8z
TR A A L T2 Y [ fEENC 1E HTLV-1 bZIP factor
(HBZ) ®tax %1 Lo & 32 HEHMOMEAEETRT 7 &

ARG

REAREREARTT XA 1 THIH L%
REARPE MV - BRI - BARE AR
TEL: 096-373-5156

FAX: 096-373-5158

E-mail: mamatsu@kumamoto-u.ac.jp

S

) —BEFHRI—-FENTBEY, TNOOBETFHIE
HTLV-1 ® G DKL A IV ADEE AN 2, Bt
D0 —F)VIEIER Z OERAL, 18 ERETF ISP OMENC
2% F T HTLV-1 BISHIOBEICB W TEErOHE R
B2 ),

1977 12 E B 512 & 5 T ATL OB BEMEAHIHRIE S T
Lok &7 40 £ Ll EO4E A AR\ L 72, 2 oM, HTLV-1
WL 7 AV RAZEDO AL LT, MEFPRES, HTLV-1
BB B R 3 DIEHEBSIIZEICE S T, £ DMiTK
SR L. Lo Lad oo FHAe Tk, H2%E
2B 5 HTLV-1 B, e TR0 AL MkkE L
TEHLFAELTEY Y, SEETIIERGREE R ATL BEOEEH
RIS R, KFREGOM LA F 72 B S Tws 312,
F 72 ATL SRR T MBgIES O b TR d FHRAR 2/
ThHHIENHMONTEY B, ZOEBREN D70
2% HTLV-1 255 | Z# 2§ ATL @ X & 7% 5 R REfR I 3
FNDL. AFTIE, HTLV-1 OFE & ET & Z DT 7
TR IS 2 1T, TR 228 AL L 72w,

2. HTLV-1 B$#E & ATL DS

4 HIZBIF 5 HTLV-1 &G4 8 45T 1000 775
52000 FANEHEEESNT VS W, ZOHEDIEAA VL
HE L, EBYE MR BEHT— 5 O %S
BT oN S, BEFLREME L THONS HARBE
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(WA VA #H69% 175,

HTLV-1Z7a94 )L X

ORF | ™

e W p1zps)

ORFIl e O pram
7’5@ ORFII __JJ:I_, p30 (1)
ORF Il — l:l_, rex (11l)
oRFN R -

5'LTR gag pol

env pX 3'LTR
=

o W [RmaeT
CTCF#EafEE

« B L spicedHBZ

Unspliced HBZ

®1 HTILV-1 7O AN A—R$TE3I1ILAEEFE

HTLV-1 1379 A E <A FABDZFENZFNUIZ T A NV AEEF%T— FLTEY, 4 O0 open reading flames (ORFs) R EIFR
BGAE, I N 7L —AZARIMECGIT TS, 72 pX #HI8121E CTCF M AT 2 2 ST EHL L o7

B8, h) THRGERI, WY 7 U s, 77 hrhdiE, B
TAYT, VAT RIS ISR AT B
ATL O 5§ Mg & HTLV-1 &4 0 5345 & b [E 12 B L
THY, TAPENCBITH ATL OFAEHE I EENME) oo
JEDHKI 8% % 5 4. ZIUIKCKFERE & IT RS RRDLH
RKOEW) Y NEORETH Y, BREEDOLZVIINIZB W
TIZZ DML 37% 12H 15 9 ATL o P3O TR
HThY, ZHEAMILSEDEZ )7 B8 oL
IR 13 » HTH 5 9. 72— RBMERE LT,
TG D & 2 BF VR L Tl FAE S st A R A A e A T
ENDDS, 2aEEFEESITB L Z40% E L HiE SR T
wa 7 18)'

TR O &G EH L 1980 4R TIEA 120 7 A & HfisE &
T 72239, 2006 4E 20 5 2007 SEDFATIE S & # 108
TN 2014 4R 5 2015 AEOBRILT — & & TCI2 L 7295
FAETIIR 716 T 5 82 TN E F DRI E 4 1A LT
XT3 Y ZOEREEREEOWRICIE, RS
HTLV-1 JUEMEN SR Tiibiv s 7 FER & L TR
G A SN CTE DD L. LELENDS, 0
RGBT H— /T, i TIEMEAT A2
IR DL 2 K G O B LOHEAT & v o 72 FRRE DS
IR ELTETV S,

H AR S e @ i 22T id, 2005 4E2° 5 2006 450
M HTLV-1 PUEIRADSBEME T H - 7 ke i 72 sk 15 12
B BHUEBEOFEZ B HEICHERLTBY, £l

S

APIEGEHUT 4190 NI2d B EHELTwE W Th
FEMOBREEER Y RIBIC L2 HETH D,
HTLV-1 [EASE I EAT & BRGE & L TR T A LEN D
. F 721988 41 1E 50 WA B o 72 EGeE O A b UL
(&, 2007 4E12IZ 60 2 B 710~ & 2D — 7 vk &
(Y7 LTS, B ATL BEI2B W TH 1980 4EAL
DFIEERPIEIZ 58 TH - 72D1Zx L 19, 2010 4E 2
5 2011 4E (AT DI85 11 Ik ATL 4 FERE R AL 28 O i
Wi B TIIZ DR RMEN 68 &, #204E4 D TL0mD
ERLDVHET L TWAZ e L E o722 0k
IR OFE RO EAIHE ) ATL B3 0Bk k)
EHEMLL TB Y, mE A ONEsstE % £ 58 L 72 G % -
NI UVAL=YaF V) =T ORBNPEROZTH 5.

3.HTLV-1 7’07 1 JL A D18 & 7 DHEFBH LT HIH

HTLV-1 ®FC X D, &R 9kb O 707 A )V A H3 i
FT ) ANEHMAREINL MOL Oy A VA &R,
HTLV-1 707 A VA IZZOWmMEICLTR % L TH Y,
PERIZ 1L gag, pol, env & OMEEBLZT 22— FLTw
5. FHTLV-1 709 A VADKE R E#E LTenv
£ 3-LTR & O IZ pX &M IEN 2 Efn T H D,
HTLV-1 X FFEE O 75 AL < A F A% A IHI L
LS, MR DBATIA4 07 A4 NReBREBE, a8
Y7 L= AW THEBOMREELRTB LT 7
)—#EFEI-RFLTWAY. BLIRTEHIZ, 2o
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pX FHIS D 75 A $H121% 4 Fi%H D open reading frame (ORF)
BHEALTEBY, TNZNORF- 1 121 pl2 & p8 77,
ORF- ITi pl13 & p30, ORF- M2t rex, ORF- IVIZI4 tax
NI—FENTW5S,

NS T T AEIZT— FEN LB THIZS-LTR D70
E—F WL VEEINL -0, FO5EBIE CREB %
CBP/p300 & 312 Tax AT I HIH S T B 2022,
T ANADEENNE T T AT T — FEN D REEEE T
DGR LETH 5720, FHEGIZIT tax OEGAWH
E% D, =, YAFABIZIEHBZ 82— FENTRY,
spliced form & unspliced form 2SETET 5 22 tax % &
07T AHOBILT RIS —BETH LD LT, ¥ A
F A HBZ 13BN T-Td % Spl OHIE T IZEEIC
FELTHH DD AP1OJun 773 =% YNV BT
% JunD iZ Spl & ## L € HBZ OEEEMEE EIFCTw
520 Z@XIHIZHTLV-1 70 A VAT, 79 A8
EXAFAHETIANABGTOWERIHEES L OZ D%
Sy = REL R >TWE, 77 AHDOT AV Ak
RGN Tax (IC L D HIB SN TBY, Z oS %I
5 8% & L T5-LTR @ CpG DNA X F )L ibasd 5 29,
CODNA X FNALIZ 7T a7 £V ZADOWFE D 554 L,
env 2*5 pol, gag ##ECH5-LTR N HRET 5. JEizalk~<
Ztax D 7O E—F —I3 5-LTRICHEFES 5729, 5-LTR
WEEIZ AT VAL SN2 E, tax OGN SN 5.
SN EIFAIEAYIC 3-LTR ®° HBZ @ 0 — 7 1 > Z4HII2 1%
DNA X F AL RS N W EDBH ST Wiz, i,
pX FHIF 2 CTCF % & #HIEAFAE L DNA X F VLo E R
AEHLTWAEZEAHB LY. CTCFIZL 24 > X
L—% =GR E T AL R L LTE 2L
XD, TR ETA F A E OEEEHIBOZEE A U,
EN P OEENZ: HBZ DM E -6 L Tnwb EE 2
YA

4. HTLV-1 DGk

1 A4$H RNA 7 A )V A Tdh 5 HTLV-1 12, glucose transporter
1 (GLUTD) #Z#fke LCHM LMBRIZRAT 2 0
ZOHBIAIWVAYT ) A RNA ZHIREHFEICL ) DNA N
EEMEINT AR, TUIANVAE LTEES ) ANEHA
AF NS, HTLV-1 O G35 2 /- L TO AR L,
F & UTHIL, HEAEL, B - SR L & u ) RS TR
T5. WTNORKIZB W T & X 72 EGSHL OB A DS
HTH Y, BgelilunIpgstiia &8s Liiiafi < 4
WA FTAREETHZ 2L >T, YA VAR T
DRE L AEHT D (cell-to-cell ) 3139, 49 —20
WEMEE N haw A VA TH DL MEEAREY 1 LA
(human immunodeficiency virus : HIV) (%, HTLV-1 & [A]
UL CD4BGHETHIEAE ZDFERIENE T 505, cell-to-
cell RE7ZT TR TANVAR TN L o THRFE L An¥F
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95 (cell-free &%e). RFABAYIC HTLV-1 TIXAEMALNIZB
AL AOVIZIEFITKC, @GS O iz
ANV ARTFAIME E N2y F 72 HTLV-1 0 Bl i
RIS X DRSO 5720, Frif oG f45E R0 v BEFL
TRBELZVWIEFMONTWS, E5ICHIV & I3R
70, WIRGEEREERE L T HTLV-1 O SR % 1
ELTH, BIOBRIRIFIIE—EDOHER RS T
X5, B EEI 2V 2o X ) I12 HTLV-1
7 AV ART- OB LD b AR T o RGGHAZ o812
Lo TEDAV—HEHEPLTHEEEL L oTBY, EEK
G DTN Z DBFFICB VW TIHFICEHETH 5.
FHE, OEGEE 1 AN IIB X2 10%10° o HTLV-1 7
O—Y2BELTVLEHEESRTEBY D, Zoro—
Y O¥ & HTLV-1 © 70 A b A& ZIE QM % 7533 %9,

5. & MmE AL NXJLTO HTLV-1 B &
Bl RERE

B AN O K% B S5 7290121, HTLV-1 &
Pt REFL R AT & o P2 28 L 723 & AR
NEBENT 2L H 5. EARNTIE HTLV-1 7a 4 )L A
(1 CD4 Btk T AL e &40 37, gefiiid CD45RO,
CCR4, CADMI, CD25 WMt CDASRA K&tk kA oGk
BEAETLIT 7208 —/ X)) —-THIlATHLZ L
BhhoTWh, BREW L IZHILRLEE T O T Ml
AL Txr 85—/ A% — THISEMATHY 3,
HTLV-1 (ZE MO RERBR 2 ER SEH 2 L2 L 5
T, HEOBESELZ FIFCwb EE2Z NS5, FEEIZ
HBZ % T ) ¥ NERICHEBL &2 &, CCR4 ORI % 5H
%% $7:HBZ % CD4 itk T M B ICHB & ¢
F2rF AV =y <Y A (HBZTg) @ THilTIL,
L7z %— /2% — THRBOSHEIEML TSI
EAVHIMI L7200 & 52 B X 0V HAM/TSP % T
DT T AN ADFMIIA RN % MR FAT L8 2
%, CDA4 bk T filifg <> CDS8 B T flifg ooftn, #frhEk=e
Bk, Bgicw725 % T, B—EEHENTH—DOMAALE
MEAHERR - FE SN, Z &ML < T
HTLV-1 D E AR E TW L I L2 RIBLTED,
HTLV-1 28 &gl o % iE R A% CD4 Bt =7 = 7
y—/AF) - THRA~NEFEL, ZOHIEICESE LT
WL LERIBETLHRTHDLESRA.

6. EXRZERRE D 5 Ok

JEGe A7 212 HTLV-1 3 ZF 0w i L Tw 72012
1, G OB RE D TCHER 7 AR b — ¥ AER O
N2 C, 1 R 20 & OSBRI R &7 B
TS OREIZ BT H HBZ % tax (2163 & 15 HTLV-1
DY AN ABEFHENEELEEHEZ R LTS 29
Tax [ ZH O CTHRMEASEH VO IZR LT, HBZ (& so )51
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RN EHSNTEY) 4% HTLV-1 132 o5
DERETIHAI LS, HEOREEMREM Sk
TW5.

1) HBZ IC& 2 BEHENER EBEREDIH

HBZ % 3Bl & & 72 T M8 T3 AR > CCR4 12 h1 2 T
Foxp3 %° T cell immunoreceptor with Ig and ITIM domain
(TIGIT), programmed celldeathl (PD-1) 7 & D {nT
DEHE FHE 5 619,

ATL FE 61 0 #) 80% T ix Foxp3 B TH 1 99, HBZ
1% Smad2/3, p300 & 454 L T TGF- 4 /Smad #% % 2 1514
b L, Foxp3 #fEF DG 2 AT 5 9. Foxp3 13 fl#ITE
THEO~ Ay —mERNT & LTabi, CTLA4 ZRED
FIEIENE A AT 20T ORBAFE L, R % HIH
LCw5%. HBZ % Foxp3 M5 % #HE 45— T, Foxp3
FUNRIBERETAILETEOEGHEEY HEL,
Foxp3 MMl O HIEHMEREE L BEE L TV A HEPH L A &
%5724 HTLV-1 i3 Foxp3 % /i L Cfg F 509% % ¥
5E LI, ZOMGIERREL #ELT5 2 & T, BIEEXE
BLTWLELDOEEZLNS.

TIGIT % PD-1 1%, FICHIFaBEME T MBI HIA T 5%
EIHIEZ AR TH Y, BTy 7 RA v FNHEROE
9 & LCHRERIE %2 BT w3 %9 TIGIT (& HTLV-1 &
Mg ATLMIE T2 o532 L Ts ), HBZ 2°
TIGITO 77U E—4% —fHEB~NEFEET LI LIZE > TE
DG 2 EMEALT 2 47, 2o TIGIT oM ~DFH
&Y, BYAIIE EOREISEEZIHIL TV b, K
MAEIC BT 2 TIGIT M EHOEA & L <, BRRMAZLIC
BBV N= A2 7T VIR ZT S, S
L HA > THDHILI0 DEEZIRTZEFASND. FE
B2 HBZ-Tg QBRI Tl IL-10 O EEDTIHE L TV 5
ZERHLNE o7 PD-113Y H > FTéHh S PD-LL o
OORIEAIA S &, FEBMAE O G % #f] 3 2 7217 Th <,
PD-L1 # %H§ A ML~ IL-10 DA Z RS 2 & g &
T3 0 HAM B o KM A% ER 25T TIGIT Hifk,
b L IIPLPD-1 Pk ZRIN9 5 &, Tax (2604 5 T il
IBENBEIR L 722 b, TS DOMTAE EOREIE
BAVHNCES L TWA Z DL E o7z,

PiEos R A6, HTLV-1 132 HBZ 2 4+ L C, Foxp3 %
TIGIT, PD-1 7% & @ SIS T % A o (2
FEHITAHILICLY, [EEOREEGISE,LOREL,
RICHEZTFoTWELDLERING.

2) $1PD-1Hiiki3 ATL (CHE®H ?

PD-1 %ALY 7 F NV ETHI L TREELZ THM
N2 EE AL L, MifeE g iat« ME3 5 2 L 29R
ENTHY 2, PD-1IEDSA IR O EE 2 BHRER &
L CEDBEBSEIEIHEA TS, L Lads, &Kt

S

(WA VA #H69% 175,

NIH OHf%2 7 v — 77 6 ATL BEAPLPD-1 Hith TH %
SRV T RRG Lo A, FORENEBIHEEL /2
LY BERISHE SNP, E5ICTy AEFVEHV
72W22TlE, PD-1 OIELEM TS BT BB A S 7 F
WAmEREBE O b2 B L, T M) >3 E O 58E % /e
THIEDBHLDE LY, CHODHIRIZPD1I AT
AR BV CIIIEEIHIA 7 & LCTHHRE L T 2 REME:
RRE LTV,

B, T Ao L, TIGIT & U8 PD-1 ofila K
AL UPFOAYYRAT 7 E—ETHD SHP2 LiFEAL
TCRY 7 F VO TiaHET L ETEHHI SN TS,
L7 L HBZ OFAE T TlE, HBZ 78 T MgAF A9 123885
% THEMIS & Of4% /L C SHP2 2[HE L, Z0fs%E
TCR ¥ 7 Vol = k4 5 2 & T, THIEOWEHEAS
T 59 DLbEAS, ATL #&t THIRY > 7SIk
T %P0 PD-1 Pifk & Fl W 726 IE S R OMGT AL ETH
5.

3) HTLV-1IC&>TD Tax BROI L >

Tax TN L T VAT 7 FR=F—=Th), 77 A
DOYEETHOTaE—% —TdH 5 5-LTR O LB L O
TANADBEBIZUIEDO ST ThDH., FlTax I2& T
NF « B % CREB, AP-12ftFE SN 284 % fdEOMIN
T OVERBEANE AL S, RGO BT BE O TTAE R P
TERN-VAEHEZFEST L2 LML NL 250 2
OFE LT, Taxid NEMO (BI% IKKy) ~NEfEAL,
IKKa/B/y EEMLKZ N LT, NFxkB OWMATEER %G
MALT B2 EDHBND T & 512 pl00 A5 pb2 ~D
Taty Yy ERREET S EICL 5T, I IARERO
EHEAL 2R 00, F 72 AHH 5 FTdh 5 ps3 DHERE %
T EI2L-oT, TR AZHHT HVEH % F
DOL6 =) & A2 Tax (FBGSHIEOAELEIZKE (HS
LTV I DL LR S TWED, ZOKHE, BED
SR BRI, RIS THL 0 E 2 EN & 72
DU & B0 656 2oy, HEN A Tax D%H
RGO EFIZBWTEOERZ b 7253, FEBEIZH
FH O ATLIERITlE, tax Bz THEDO S v £ v AL R
66,67 %5 Tax @7 TE—4¥ —THh5 5-LTR DR 6869 %
DNA A F WAL B 42 X b Tax OFEHEH STV 5
W ZRTIRIOTax I2BF AV L <% HTLV-1 13 &0
EVIHTHLTVWEDOTHA ) % ? 2 12id HTLV-1 01
W 70 FERAHEFF R DAL L T 7z,

4) BEIETE SN/ tax ORIEAHEE

FiR DY), Tax (& HTLV-1 OF USG5, il
NADATEA 7 SV EE R E 2R ON, BAMEIC BT 5
FEHLANVIIENZ EA 5, invivo TOEFIIAHZL F
FTholz. AT EOEBLBNTT H720, BRMIA L
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MT-1BE# D <A ¥ D HRa A
TaxZ&EE TS

TaxIF—BEICHERT S

M7 R—S RIEADOFR
HRRaIE BRI L S MR SIE N

EEMOTaxER
= .

— DA Taxz FE 1R

X2 ATL #if (MT-1 HHE) (&7 Tax OFRB/NE2—>

—>®\/®—>‘

MT7RE— RIEADET
TR RIZ&ZHRATE

#* & -

@

Tax 13 0.05 ~5% &\ ) TKAHOMILTELESNTEY (LMA), Z0FEBRHIZB X2 19 KM L —#%ETH L (LHEG).
HTLV-1 (¥ Tax O3 W2 LER/NRUE O 2 2 L2 X o T, mEOREE R > 5k L, ez I - 7 4V 2 0HH

EGRWIEEREL T b (FH).

[ L~V Tax = 5883 4 ATL Mgtk MT-1 % Fw C,
tax DFEB A WLy X7 H (GFP) TE=4¥ —W iR
MT-1 HidkZER L, B8 21{T-7. ZORFE0.05 ~ 5%
L) TAEOMIBIZO AR, FIYTH 19 K] & v 4
W, tax DSRBLAREEL T A Z LSl o7 (K
207 I NSOMfATtax® /v I ¥y Lizk A,
FREETOMBMIEHL 722 EH 5, tax DFEE A MT-1
ODHEAFIZVWHATH A Z LIRS, ST Y7 )bk
TOBETIBHTE L OB TNV E T THRIEE 1T -
722, tax RBL TV AMIETIET A b — 3 2%
HEi, ZOERIE tax OFBDTEE L72H kG L Tw
LI ENbhol, F7220 tax DFEHIIMILA b L A%
OMBHEEEA ML ATERSNS Z EAHIIL 7. Tax
P HTLV-1 OF G HETH Y, YA IVAHFD
FIRICITHITCEALZ EDTELRVWERTHS. Lo,
ZORBIIHEERERBOLBEL IR -0, BYHEIC
EOoTRELRTYVL YN THAH., AW, B
tax DFEH % LER/NRICHIZ 2 2 L T, BEOREEN
B PO L TWAZ Ea/RLTEY, A MLARET
o 723 BIC DA tax & FBLE &, HHILIE 2 #Ifl L 72 A%
YA NAOFHBIEG: - HEAREST L L), HTLV-1
DI 7% R L T B,
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7. HBZ DiRIEM

1) HBZ (Z & % B iEsE & ek

HTLV-1 i3S OBl 2 T T 5 2 L 12k > T
ANVAD IV —HKEMP$ B ™ HBZ IZEglas L O
ATL HIBIZ BWTHEHEICEBR L T LHE—0 7 1 )V A
BEFTHY D, EEMBOMBLIEEL, FTOEFEE
MeFE9 5. Yoo HBZ-Tg % F\ 72 f##7 Tl&, HBZ %% CD4
Pl TAlfg 2 3N S8, ¥R 2 L ST Wb 2 &8
WS, ERY, B 7 o — )V B0 5 BN
AIREN & 5|2 HBZ 32 AMIHI#EIEFTH % Rb
L D4 % LT HBZ/Rb/E2F-1 D& %1% L, Rb
12 & % E2F-1 O HES 2 903 5. 2R, E2F-14G
PE IR 5 2 X2 X o THHAE & T S Twn P,
F/-HBZIE T RN =V A %FHET5BmBL W Fas )
¥ FEIEF OB RN T TH 5 FoxO3a & #5a LN RE
FEWMTHT EI2L D, FoxO3a @ DNA #EAREZ FHE L
(5T DG % P+ 2 7.

SHICHBZ 70 A NVAIZa—FENb 7 X0 8
ELTOBERELUAMC, RNA L LCHBREEZ AT L LM
5T 5 2 HBZ RNA I survivin £ memb 7% £ O
THE—F —iEFEEE LT LIk 5T, TLDEET
U AFHLET L. ToOR, MEOMEImEERAEL, FEEC
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HTLV-1 Ar’*jﬁ
HBZ RNA
R AT
= @ £ B f-1 s <8
e \ orotain (ATL)

/ é ® ¥
&0 - § [CEzwrorst > ™ &
cell-to-cell ® RLERORELEOES * »®

g i . s N

B R R AN O kR
IES/LREOEGEFEROETHE TaxEHD
ON-OFF

HTLV-12&3E BREARM : $150~60%F

X3 HTLV-1 BREMBOEIEE & ATL NDOER

ARAANEA L 72 HTLV-1 & Gsfifiid, HBZ R Tax 2 & O v A W ABIE T 2 TG ICFH L, GG % B <09 g 2 LS .
B ESE ISR~ E T 4700, BEMBOREREZ =727 5 —/ XE) — THINELEL, &b
16 L RN SN2 720, GREIIRITED ¥ 2 BOIB IS 5B & 2. £72 HBZ A48 T2 Tax & Zh/NRICIHEB 5
5 2 LIk o TRGMIB DBl - AIEILZFE L, 7/ 2ERPIE S ) AREOFERIIL Y, BREHEOB X Z 5% 2% ATL

TRAET S,

MR IHI L TR I RO E 72T 20k
H W HTLV-1 13 HBZ #ifnF% & /87 oL LT/
FCld 7 <, BERER RNA & LCORIRMICHHE L T 5,

2) HBZ »*& DlEERM

HBZ-Tg TIXIZITEBN LG 5% 56 L, IR
VAR I 2 TR 8~ b CD4 Bk T Miffa iz %
A, EyHoBtEESEREEINL 2. fAomy,
HBZ-Tg TPl TERERE AR & S AL 72 S T A A3
LTwaH19 Z ofilk T MifEd Foxpd O 3BLE A
REETHY, Foxp3 DIFEH AL L, IFN-y x EET
% exFoxp3™ N LR LR T W E S L o 2 2,
FEBRIFU EOEWERBIEO®IZ, #40% O
HBZ-Tg 2 T L) > /3 % 56 HE§ 2 240 Zh s
HBZ S RIEDH 7% 635 THBOEGFEEZ S22 L%
IRLTWBE—HT, TOFEFIZEEVH#ZZE T2 2L
FIEFICER L C\wb, ATL & £ 7289 50 4E 0 5 60 4F & »
IFEWEREZRTIIET 525, HTLV-1 j&deE T, [HE
W7 HBZ OB TN 727/ 2P EET L L
ICE > TATL 25IET 52605 (F3) 8D,

HBZ 32 0%OHRDE ), C Kl bZIP fHi % £
YN ETHY, AP-1 77 33 —TdH5H c-Jun % JunB,
JunD 7 EDEEFRT- LG L, TOMEHZHES L T 5 828
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Astute strategies of HTLV-1 with driven viral genes
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Human T-cell leukemia virus type 1 (HTLV-1) is the world" s first retrovirus with pathogenicity
to cause adult T-cell leukemia-lymphoma (ATL) and chronic inflammatory diseases,such as HTLV-1
associated myelopathy/tropical spastic paraparesis (HAM/TSP) and HTLV-1 uveitis. As the
virological characteristic, HTLV-1 can transmit efficiently only through cell-to-cell contact. Spread of
infection and viral persistence is ingeniously driven by several viral genes as exemplified by HTLV-1
bZIP factor (HBZ) and tax. After the infection, the virus promotes proliferation and immortalization of
the infected cells with acculturating immunophenotype into effector/memory T cells. In addition,
HBZ enhances expression of co-inhibitory receptors on the surface of infected cells, potentially
leading to suppression of host immune responses. These viral strategies can also result in unforeseen
by-product, the pathogenicity of HTLV-1-associated diseases. In this review, with recent progress of
HTLV-1 researches, we focus on astute regulation systems of the viral genes developed by HTLV-1.
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