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Special AT-rich binding protein-1 (SATB1) is a chromosome organizer.
Hematopoietic cell specific deletion of SATB1 in mice (SATB1cKO) leads to autoimmune manifestation;
however, SATB1cKO mice were resistant against EAE. Spontaneous EAE with 2D2 transgenic TCR was not
observed in SATB1cKO mice. Since TCR signal strength was weak in T cells from SATB1cKO mice, these
g@sults imply that T cells in SATB1cKO mice at childhood might play a role in pathogenesis of autoimmune
iseases.
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1. WFIEBHAE SO 5

Fo 2 1 T MR R RAOBNIR - & L CRE &
AU72 SATB1 @ T D431k & BEREIZ DV THig
B4 2 BRI T, Cre/loxP RIT X D&M At
SATBl R~ R AAERI L=, BARAYIZIE,
C57BL/6 % HAnTy %t & 9% SATBL floxed
(SATBL f1/f1) ~ 7 AL iR IE e
FIIZ Cre BEE 2 B35 Vav—Cre T LAY
To v IR L ERE L, IMEREEED
SATBl K#E~ 1w A (Vav-ASATBl ~ 7 R) %
VERL U 7=, fRMT TR T 2 1%, 12 BE LI
@ Vav— ASATB1 ~ 7 2|2, [MLiEH OHL dsDNA
PO EH-. KREO AL, SRERIKTORE
BAEKREER X OMERIRR & Wo Tz, HER
BERBOFAEZRE L, 2 b Ok FRIL,
TR EARDRA S L < IEHERFIZ SATBL 23 <
a4 5252 L~ (Kondo M., etal,
J. Immunol. 196, 563-572, 2016)., SATB1 @
T ERTERE 2 L VIR RT3 2 BT, i
FRFFEE A OB R B O — D T HAK AR R
# B B ( myelin oligodendrocyte
glycoprotein, MOG) D&z kv HHE <
FHYTX D EAE % Vav—- ASATBL = 7 A2
L7, ¥%#). autoimmune prone M Z D~ 17 A
TP AR < o RZ R KU LW EAE SEAR
EETHERELE, EZABRTFRICKL,
Vav— ASATBl < 7 A% EAE O R Z 4 < /R &
ol (F—HZRKNAFE), Autoimmune prone
T& 5 Vav—- ASATBL < 7 A EAE #EHiME % 56
FANCHAT 2 Z S I3HEEES TR TH
e TOXIRIEFIZFELIEERNEZ -
72K %58 KT 5 12 O\ ARHF 22 31 & 3L R
L7,

2. RO BEH

ARIFSEFRBE TIE. autoimmune prone T 5
special AT-rich binding protein 1 (SATB1)
BETRE~ U ZAPNERN B O %ENE
Iy ( experimental autoimmune
encephalomyelitis, EAE) itk Th s Z &
WCEB L, SEERORMD ORI %
HIg L7, B OMBEREBITRE IR NT
WD SRR ERNPIEREST D Z & THRIET D, Y
R ETRIE KN F D —> T 5 SATBI Z &1
RAMIEEF R R S B~ U A%, 12 8in
DIBEIC B bR EH 2 £ 5 25 EE R
PERBERIEIR 2R T, L LAanb, 2o~
7 AiE e %R MG (Multiple
sclerosis, MS) EF /L Tdb 5 EAE ([ZHHiIIE
ThHhHZEBHW L, ZNHLDOHKT52HE
RITHBHREECH D L RFFC, 25 LIRS
RO B OB REBRIL, ThEnER 5%
AR OMEFEIC R T 5 Al ReME 2 R
5o ARWFZETIL SATBL KA~ 7 R DFFE & IE
2L, Z OFRERI 72 B D FERE & A A T,

3. WD Ik

FhEH 2 aTlix, T M AR (T cell
receptor, TCR) BEIZ T IZHIEEZMZ TV
VVEET D Vav- ASATBL = 7 Z XA FM A 244

o OB & = M 72 A L Myelin
oligodendrocyte glycoprotein (MOG) #0J& T
X % EAE (FEBRAFEEAH O RO —14l)
WZE 2R Uz, & O JE AU B B
EMEBERO S FHRENE SN TV D ATEE
PRI H) > THEMT A2 6D 7=, MOG 4rFLHY TCR b
SUAYx=v <A (2D2) & SATB1™V!
v A, EHIZ ERCre ¥ U7 2 H DWW IT
Vav—Cre ~ 7 A & Z 2300 L, 10 R fa 2
AJIZ SATBI Z/R#ET 5 (2D2-Vav- ASATBI),
HANIFEFT T2 BHEICEVLET
SATB1 /K48 (2D2-ER-ASATBl) ##HETX 5
W2~ AEER Lz, (TESMR) 202 ~v
A1X MOG #efE & H HWEH 3% (pertussis
toxin, PT) OFIRIE 512 & 0 5B " AE 72 EAE
FIEIT M Z T, HIEHYIZ BAE 38 X ORARRE A
(optic neuritis, ON) ZRIET D, OFEY
TODOKRATHOREREBIZE D, HEa
EAE & H%% EAE (ON $ 89 0) 1281 5%
BRI T = X —RERE &I () HEEE
L EfREAT LT,

ER- ASATB1
2D2-ER- A SATB1

<Y 2 Vav- A SATB1
2D2-Vav- A SATB1

Zf: REBERET Vay 70E—4%  FEXV T = RLICLVE
—HIEFICL Y, SATBL# B O AT SATBL {523 %
oD RAR #

Sk (B2 2 O & i RAG2KO ~ 7 A~B Atk

ki © MIRTO SATB1 HREZ S MOMR T OBKEE L AkNL L CARAT
TeATREMEDS B B +5Z L AARE

(1) EAE O

8 M~ v A DA EE N2 SEPRAE % B %
HWEL7aA Y hERT Vany bR
L7 MOGys 55 i3 X7 F R L % H &
ZO " HHIZ 200 ng D PT #EETHZ LT
FAE 2558 U7, BREBUER T 7B MBI LT,
FEMR D A 2 7 5 1A A BREL L BEE S R E
FREEZfRAT L7-, F£7-. 9% 10 BRIk O
B L oRE AN A ERER L. B PN T MOG 2
TF RIZK DHREEAT - T2 tR I\ R E ~
JANELTBANTHIETCRIT VAT 7—
EAE OFFE 2R AT,

(2) HIMEAER L OONIZRET 2 H5t

M2 NI AV =y I A TEEHE
TC EAE X° ON 2 BARFIET 5 Z & i S
LT3 (J.Exp.Med. 197, 1073, 2003),
HEIT ON 13 48 i £ TITHI 40%DfE {4 T ON %
B35, BITRLIZERBY, Vav-ASATBL ~
U AT, MNESIZ A S Mg o O P dsDNA Hik
flid E5F-. eEEARORERIETOLEL X
OMRAHR O RIE D BIRFIEN RO iz, &
D —J7 T, MOG/PT ALi&E (2 & % #E A EAE (ZHE
P CcbdHoTm, Tbb, KELTHELN
7= 2D2-Vav—- A SATBL = 7 2 %, H M FAE <2
ON D AF AL BmIEAL 2 3 Al REME & | I
BB B CHR IR L 72 R &2 R 3 AT REME & 3 AR
ECE T, &2 ClHEE SRS MOG/PT
HWUERED 2D2-Vav— A SATBl = 7 2 ¥ . (N Vay—




ASATBL =7 A 4 FE4 48 Wi CTHIZE L,
I L EBIE (LD EB LD &R D E
7o, EAE CIIMREER 28I L. ON TiX
— 7 A 5 A B B L 7 IR AR R oD AR T &
T 52 L TENENHE LTz, [,
U U RERRRENE T O Th fFIREREIZ >\ TR
Wi,

(3) SATBIFEHE & THEAEIEZZ BE 9 2 et
HH PN CSATB LI Yt (R o i i il A AT 1 &
LTHREL TWAD Z &b, Fox OfERIL 72
ASATBI~ 7 A TIIREHT BT/ (&
miRNA) IZZ{EA R E TWAZ EREZ T,
Z DAL O FE AN ML T HTdsDNAFUAAT o | 5-
L UHE T2 BHRBIED B CARERG L.
EAE#S B RE OMOG/PTINE K & DZENFEINIZ
M2 L7265 L TWAZ LR Eh
%, EAEOIRIFMICB 5325 A4 M A &%
U & T BB TR, MEERICKLHADRIR
FHE, THIRL CHRELT 528K (TCRRYA K
A VR O T CE < EWARED T D
BIGFRER CICESE S T 21T - 72,

4. WFFEEk R

(1) EAE i

AR <7 A F 71X, Vav-ASATBl =7 &
WZEAE 238 L7, TIRFEROBR EB Y |
Vav— ASATBl < 7 A% EAE O R Z 4 < /R &
72y 1o, IRIZ EAE % 380E L 7= BB < 7 2
(MOG < 7"F Neufetk 10 HH) OFT/E Y 8
FiZEREL L, B2 T T MOG ~X7° T K ol
WEAT-T2t%, AR~ A FE 21X Vav-A
SATBl = 7 RIZETFBAZITV, EAE OFE
BRI, FTORER, AN~ 7 A2 T
FIEIZ 1 HEREOENLNHD LD D, Vav-
ASATBl =~ A T% EAE I3JJE L, EAE 2=
THHEM D R EERTHREEEIRD S
Nigmotz, ZORRELY | MOG XT7F REF
BCRIST 57 = 7 Z—T M55 817
TEF4UE  Vav— ASATBL = ™7 A |23 T % EAE
NIIETAHZEDRHLNE 20T,

(2) HIMEAER L OONIZRET 2 H5t
Vav— A SATB1 < 7 AT EAE #kPithix.
RN TO THIfO L X N THRAEIZ X 5 AHE
PERE 2 Bz T=8, MOG HFEA T ML &
T —HRBT 5 T MIEAF(E T TO, SATBI
HERE A AT 5 72912 2D2-Vav- A SATBL ~ ™7
A e AN TR 24T o 72, BFAER 2D2 = 7 2
EAE F 721X, ON 2 BARFIE L7275, 2D2-Vav—
ASATBl ~ ™ %1%, EAE. ON f:|Z38JEH 3,
BHMETHDZ ENRHLMNE R, XEX
7 = P HIC XY, SATBL Ein IR EL A
#T& 5 2D2-ER- ASATBL (ZOWTiE, BIfE
RHAY CD4 e T % RAG2 / v 7 T 7 b~
TR A LR, #EXT T = LB ELT
WRRRBIZE T CTh 5.,

(3) SATBIFEAEE & THMAN IS ZIZBET 2 M
INFETORmHFND, Vav-ASATBL ~ 7 A

D T HIMITIL TCR 236 D 7 F IARTED HTE
LTWABREENRRINDERNEON
T, Bp/ERl< 7 2 F7-1%. Vav— A SATBI
~ 7 A Sk D F A — 7 CD4 B5E T #iiE &
SrBfEL . BT CD3 Bk, Bt CD28 HLiRIZ L v il
W L7, ZAP70, ERK I oW TCENEFND Y
VL BTN, T ORER, BRI~ T 2z
T, Vav-ASATBl =~ ZADF A —7 CD4
Bt T AR CIE, ZAP70, ERK & 12V “ER{k
NEEINTW2, YA A UZHIKOT
WM< & 7 FNBES T IZ W TEBE
fiERTHCH D,
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