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Class II transactivator in immune regulation
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Abstract: CIITA, MHC class I transactivator, plays acrucial role in epigenetic regulating the expression of MHC
IT gene as a co—activator. Except for MHC 11, other genes coding for, for example, H-2M molecule and Ia—
associated invariant chain (Ii chain) inantigenpresenting, are also regulated by CIITA. According to its primary
structure, CIITA is characterized within the members of NOD-like receptor (NLR) family, which are closely

involved in innate immunity. Furthermore, CIITA isactive inregulation of T subset differentiation, FasL-medi—

ated cell death and collagen synthesis.
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CIITA KEDNA 54 &E 1, &MHC 11 KR
e BOE I FEZEM 41, LIR(EMHC 11 REEH
2 IR IE A TFN-y if5 Sk, #kAE CHE )
WPEAE o CTTTA i n] LA 5 HoAth 15 B S ek 52 AH K
OB, 2 H-2M KPR Ta AHOCTH & B L R A 2,
ZERY b, CIITA 4>F X & NOD #5244k (NOD-1ike
receptor, NLR) KGR A2 —, HIReSEA Rk
FYIFAKE . Britbz 4b, CIITATE T 4 i 534k, FasL
I RRAET T R G S5 5 i Rk #5AE E
FITTER . CIITA & & RMIRAL =TGR 1
BT ARG HA 8 LB R (HAT) (354 A
Hh, 8T DLESE LA LA HAT AP R BE R F, n
PCAF F1 CBP/p300, H A i 151FH 29 J Witk
2R . ASSCHE CTITA B % 5 8 5 VE FH K2 ML,
VEfR E L4508 o

1 CIITA X FRIEH. 9%

CIITA 43T DUBHAS A2, % i 3 (R A AV i
AR EBIFHICES), aildrsh TR, 1T 3,
IIT ATV 2B CTITA. /MR IT B2k, HA 1.
ITT. IV =FREAY, T AR 11T %Y CIITA 43 5 41 pietk:
FIETDCAIB 4 fgr; TV R CTTITA WZRIE T nl 4l
IFN—y i SR rb; 11 B CTITA 2 T/ A
Tk, AR 0 H AT AN 410,

J CIITA WAL 5 PUAS D Re 45 A sk, AN
Ui 3] C Ik . IRVE SRR A M. R / «
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AR / IR IRGE R (PST L5 #44K) o GTP &5 4 45 fy ik
8 T sn B IR I A 45 M3 (LRR g5 sk) 10, pOAS
SR AR R DiRe, S5 MEC 1T #%
QDA R

4N, CITTA 5NOD1 FINOD2 7E45H A4 H
E YR, BT NLR FgE i — o). NLR %
GE B AR, KR — g, AR
My, KL CITTA FIkRBALEG AN Ho

2 CHITAXES ®ERAT

MHC T Krf 2Rk T LHAPC (B 5k 40
Mo EWE4NAR. B 40, MR bR g0 i) 20
TIRAHEER T, 6 CDATT 40 ) R B RN S it 2 Y.
A EEAEH UL 2, EIRAEMAC TTZRIE R 4Ll P
FIRIE L FFIELRIE T, CTITA K25 ek it i 5
Tl CTITA S B/ BRI L R APC R IIA KA
MHC TT2R%5F, SEOMNAM AL LT85 = )
CDA'T 4, KA ™ E M HfEdhff. CIITAY /MR
(PRI 55 N — T 1 TG P2 O s ——— Rk
CLA R ZRAAE (BLS) AHABL, A 9o 43 i 55 42 1
CIITA Ji 58 5] o],

MHC TIZEIER )5 8h 7 X i — R F = AE oo
R, AEW/S. X1, X2 Y &4%, B S-X-
Y X7 S=X=Y DXy 41 R0 [R] 285 ) o v B AR ST
(), ek A s R B R 5 5 MHC TT KEPH 1)
FIEF BT, 5 S-X-Y XG5S % K1 /& RFX
(45 RFX-ANK. RFX-5. RFX-AP) fINF-Y ({045
NF-YA. NF-YB. NY-YC =ZAKHE S I 1) 400,
BRI () 2 s TR 2 5 i A7 A AN AN T B, e
MIENASBE BAMIE S MHC 1T 28I s . 3
SE b, XL SRR A B T AR MHC 1
SRR SR, X MHC TT RIAPTAFF I, MHC
R AR S5 M CTITA MHE S 424t T A 1& /E M i,
YEJ—Fh=E DNA 4545 8 (¥ CLITA 43 C i Al
REfy L i sk g &, ARJFMEECIITA 42 FHN
Uig, P44 TAF, 32 55 2 B B 82 S A ATP 4K
SPE YL (n T VB T BRG-1, IR SEHAth F AT HAT
U5 B B [ 80 BRL - 41 PCAF AT CBP/p300, A%
H S TG RIA8) TT BRI s 180, mT I,
CITITA 71 MHC 5 B3 Wbt A% 2% 45 rh ke 3= LA
H .

3 CIITA WEBE REZRET
[ s e e E YU B AR E S —TE

Bidk. ANRlTIENPE RN, A RN 2
FEPE 32 AR N K &2 5 A e BE DR e HLBg ) AR
e, HpATEILREHE, K Ges Jud g
W A NAR o BT G g8 TR IR 231 FR A
JEAH 4y TAEE (P AMP ) FIH 15 A 56 20 T HE =X
(DAMP) T2 AN (1) B 2 52 AR A B TR il 52 4
(PRR) 29, PRR IR 2, 250 =M HAE
B2 500 Tol 1 FEZ AR (TLR) K% RIG-TFE3Z
4 (RLR) S5 _ETHI2 21 1) NOD #5244 (NLR) ZK ik
TLR /&R 5 LRR S50, A7 T+ JisE g py Joig o4 s
AR, FEAR AN N PAMP s S
LRR MINBD Z5R 3y Ju N 2 /& NLR, F 2R 50
P [ PAMP 1 DAMP21-227; RLR JUJ 3= 23R 5133 A\
()3 B J 3 1%

NLR FKIRLE MR, = 2RI REA R ¥ 25 fa 4
Mo C ARuiid LRR 53, FEHRMNEAH
Ky BN NACHT Z5f43k, NACHT EFNATP
(P& ocPT & ) .« CIITA. HET-E I TP1 (%S .
N 3 Ay S80S AR A5, AR TR P R A A A, R &
Pyl d 248, T3 CARD. PYD i BIR 25454y
BRI, PhRe EATT N AR AR e,

CIITA YE4 NLR G, SR HA C
Ui LRR. B NACHT M2 N 5l AD Z5kyIR.
JFRFRI 2, FIKT-DC P T A CIITA 7 AD 4544
BN i 22 3k > CARD 5 #4421 . CARD 4t
B R B I (caspase) 3 5 45 ft, A8 B35 5 1
WM T JE % CARD-CARD [ — 54k, JE&Re
[FIFE R A CARD Z5H ) FiF s B 45 &, SEitifE 5
%%[21,22]0

NOD1 FINOD2 45 CIITA 45 #) i B [R5 1) NLR
FERE,  HHN i R 2008 25 fy it CARD . 3
1, NOD1 f5—ANCARD £if8k, NOD2 HH A
CARD Z5#y¥k. NOD1 FINOD2 w51 ik 58 b 4
filt 7=y, RSN 2t KR SR V- LI 6 B e
(GleNac) Fl &= Lk HUEERR (MurNac) A8 2 24
ST G TR 40 I EE ) RSy, T GO B A
JEI IR . NOD 1 5 S5 TR 531 ik SRb B At 4
P AR R BE R (meso—DAP) , 1fif NOD2 =R 5
JR SR B2 i ™=y v 1) R B 5 Tk (MDP) o 7EJE B AA
A WEN N, NOD1. NOD2 [ LRR 5 NACHT
i, RFES AT ENAEEIRE. 2NOD1
FMINOD2 ik LRR FIRCAKR L, & )5 vl LAAT T4 &
CARD B AJ 5 FiiE4> 7 Rip2 H CARD K/ [A A — 5K
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fb, {Rf# Rip2 k. Rip2 &2 &R - & IR,
AlYE AL NF-xB FIMAPK 345, A% -FAE 2 40 i A
FREDR () e g P21 22250

CIITA 5 NOD1 FINOD2 ZE# IR, J&75 CIITA
WA TEWNF-BIZE N HENE ? Nickerson&sE 2 F {4
ANSZEGUER], T AU CTITA ff) CARD 4 Fyla Jf A fig il
1t CARD-CARD £5-&4E I 3l NF-kB 342 1 B0
HEEIREA TR MAC 1T 229 Frusk=. T
CITTA FINODIL &5HamAa) i i) £ ~¥ 22 0y 470 1) [] U
P, Nickerson &5PUHEN W] fie by & Y T[] —A>
MAEEE, b Thie kA T AL NOD1
TH R A g v SR B A s T CTITA D3 AR
BMHC TT sy -, il T gMe ek, sRIE
T3 Y A g

SR1MT, #l Prod’ homme &5 1267 1R T AN AR
&G R CITTA B n] LA 5[4 2 i . CITTA
/N R AZ 40 HLAE TLR-2 A1 TLR—4 BCAR R, TL-
12 FITNF 2r b4 e BF AR B 4/ Bl B 1 . 5
Ak, BANOD2 FEAAMDP P CTTITA /N, 24
In/IN BRI 98 5 40 B IR+~ i 403t . i HL, fEDSS
S B B R, CTITA /N SR 7 WA
RIER FHE L, (H 0T e 1 2 Btk W 5 RIS,
MCD11e—CTITA/CITTA /)N B (HI PR #6314 T-DC4H
BN B 23 VA2 0) vl 2 R R S e . il I,
CTITA X [ A 92 W25 Hff S — s R Y VE o

FAN, HIERR CTITA w LA 35 i 5255
Tat A& HIV 5 8 15 S 80E 1, T LAOE R 5
FAEHEHIVIR R EHI27 . AccollaZE 2 FSZCIITA
AR BT Tat (D) REFIHR] HIV (956, HTLV 218
AT 4 S M, AR T, B4l /& Tax
e HTLV Wi e seod R 1, w454 HTLV
(1)) )1 FA 38 5 7 5 g S 3 HTLV (155 1200,
CIITA a] LA ZU 4] Tax /3 1 HTLV2 576,
1M FLp 25 S 40 ) 32 22 e CTITA 23 F4E3 N s i)
321 AN RS . BAR CTITA s 7 K 1
YRR AG 2, IS4 CTITA 25 [
g s it 7 O e .
4 CIHITAX Th 2 {LEgiEYS

Th1 BpIh2Y T 40 MV ik e s Rl F T-bet, 43
W IFN-y, Z 5400555, RPN YRS .
Th2 208 85 55% K1~ GATA-3, 43 1L-4. IL-5 Fll
IL-13, S5 AE, IR a 4 fuggetl,

ZHCCHR SR, CTITA W] N IL-4 [/, i
Th2 534k« Gourley ZEB2I 4 KB, CIITAY CD4
T 4 fr TL-12 fAAE IGO0 R B0eE, AMEF 42 INF—y,
MHEAETL-4. IL-4 ENRsh FRELNEA
(CIITA. NF-AT. CBP/p300) 45, JLINF-AT Al
CBP/p300 AHH. 454 vl LAKG 5% TL-4 3 81 3G k.
Sisk ZEEKASMITGE KR, CIITA v LLFI NF-AT 3=
4454 CBP/p300, XA 5a 4+ B Al 1 IL-4 )5
B B S o FRATT S50 A WAL 27 £ BEUE
B, AARANE Lffy CTTTA v LA TL-4 &R 5%
WOE, HAE R A TL-4 8 8 25 Z AT BE 1
x5 IL-4 3814 &0,

HuiA — e E R R W, A4 CTITA A
5T 4 1h) Th2 434k . Kim 25050 0 B0 7 S Mk ) 5
&8 9 b (Th2 = BME) , CITTA R IEP/N Kk
T 5 kg P, T HL LY SR B L 4 RS ) CD4A'T 4
i F G ) 3 B KSR TL-4 43k . 2 S, Patel 250
WAE CTITA B RPN R B, 3 CD4'T 41 v]
FIETh2 gL 7.

CITTA LR T 40 M 73 Ak At 5T b 45 HS AN [F)
458, FORBLT CIITA VT4l i A Fid Ry A 4
P, SRR AT e S A RIS I S5 R AR = R
5, WATREE AR L T T 4B K R 431k
() L F 0 [B) 2 R AL o

5 CHTAMEMSTFRIAEAT

W JEORFHUATR A I 4R E OCHAE T, HLAR
IR I s 51 2 P 121 CTITA nJ 47 [ 1Y
TR AR G, JUHAE TPN-y i SRR A f i 72
R FE S AN, . WL R B, CIITA
PST &5 K4 v 4% CK1 A1 GSK3 Rk MRk, iRk
JE ) CTITA ] #5554 73 1 HDAC2 1 Sin3B, It
BEWE BRI 8 37 R sk R 7455, M4l
LIRS JE I A s 0T

Fas—FasLX} 4EFFHLAAR N o384 S FNBE T 11 1 i ke
KRR, B2 ATCD EEWIAII R E. FasL AR
RTEE T 418, 7T 4IRS, FasL #i%
SEFRIE, 1 NFAT J& FasL 3 PR35 i () b B85 S5 [N
o CIITA W55 NFAT &4+ 4541 3 FasL 1% 5%
ZANH| 8

B T R SRR FasL 2K 4k, CTITA i&n] B
F5 IL-10. plexin-Al ZFZ P HIRR D100, I
CIITA TEAUA G e i 15 1k FE rp AT ST 2 A 2 3k .
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CITTAfEMHC TTRERNPE#0+—HZH
WA )2 R RP AR CTITA AL
MHC TT JEPRIH R, 1h2&9EDNA 45 EH,
BIE MHC IT #esgRraid, HpL S Rt
fE2E BRI 9), BEAE XS CTITA FIAUURAN, K
L CIITA HARBR T Husde B o> i, Mg
FARZ G B A3 1R, BEA BT S s 1
AT IE N PR A o BESR CTITA ALY £
Pl s 73 ¥, ENVARIERAIRSE T CITTA A% & b
SREZ RN ZFh oy 1 IORS 2  (BR RS ME, CIITAM L
W FHITER,, ARSCOERW ) o HLARX CIITA
RS . APz PR S 5 4 8 JE PR 2 TR 1)
MHXRES I CTITA MCHF ST H S, 5
Ah, CTITA AT RA 28, 22k, T
Whkzsar2Y, WHEZRE, BRI
RS RIE 2=, B SER RS IR
ST IR CTITA 4540 b3,
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