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EHRCD8+T tafin ik RF) A 2 %% %A P
Fiiyigeh A &

AA#H W& HpE"

WA G B AT TG LA R BEF
L BBRRBMRELAFE T RR IR

T

LR R T 0 CDS+T ta o B ARG B AR A R AR RGeS ~ ER UK L/
T4 & Ay I)Jﬁé o ZAT A9 RHACOSHT o A A AR KBE P ENAE TRML

H o BA] CORAR CDB+T fups T vA & #3d detape, LAy IK-MHC 5 F #4644 > &
4% e &7%%’5 DR TER IR R e R s L2 TS R
TR  BREOBAT . FTRIFILE/FELEBNE X o ERERAA LI - |
AR B CDS+T fafio 4G FE ik dm Ik FI38 B Yo tafe FH » RA PN TRI L E AR pZ
ALE A M ERA RN REREIER o FEFCDS+T wfg B A & TR %92 RIE
e - AFRERNAREE > QIR FEZETIRARLARR? » FRABREN
CD8+T #mfg #9754t ~ AIG 38 ~ B R MBI ~ AL wl B E AL T FE KIS &0
i — PR R HCDBHT fmfie £ B ZIZ MBI T TR SAET R A EHRIERM -

RAiREE - 225 S M ( Autoimmune diseases )
EERET CD8+T #ifE ( Autoreactive CD8+T cells )
Fas 7T #i iR AR ( Fas-mediated killing pathway )
223, R/E5K BF TTE RS FRE ( Perforin / Granzyme-mediated
killing pathway )
#BRENEE ( Cytokines )
31t 3= ( Chemokines )

LU TiScksstny HRSYIE o ( atered-self ) ( 41fE
J ) HARAL o EREIA IR ORI T L s R b

A REY BAE: 4026 FTaER BRE—HLU0 WA RREL0E FLEF XERAHRA

EHC (HIEFEHER) SREE - s EiE i
e fasesz TIEEMBYE (nonsdf ) (AR5 ) GIEIRIRE S o BEIR IR ALIZR - BEMHSEA B



HRCDHT tm ot RF) A8 RIXLKR FHAWEGA &

—EEECD8+T M B B2 0% th @ & 17 i =
TRRI A (HRRHR B R RS - BG5S
{1 T A B — B B e T R 2 B - 3T 2RI
B IR A 5 E E B OOJE I TR o B0 2D RS
SCARE SEA A o] B SRR RTAR o TEIE » A
HARG MRS T RO BR S CD8+ T Ml A [F] B #8
GRIZER IR T A (L 2 BB R AR R - B
I SVY (RO F — G = (— ) CD8+T HiIAEAYIL
ft. (activation ) AIFHE5REM ( — ) CD8+T il
A VR FeAt AR (5 HOE T AITAE ( effector ) (=)
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CD8+T i i A Ml i 3= ( cytokines ) FHEE{LI¥
% (chemokines) (Y ) CD8+T Hilfny {F 15 A
TR JE 2 B 1] I Ef (negativeregulation)) {E 1] -

B EME CD8+T #fBRYE L FIE
1BE(E A

CD8+T #ii i T kB Ak -MHC-class | 43 T
B EVREELS ARG TG - G R T
A ( Tc 5 cytotoxic T lymphocytes; CTL) » CTL
ey £ ZE DiRe R UEER R A e E A R

*— : CD8+T #BIR-NE 8 BB Rk M B BR kK mERE T\ eI sEEB e

ER VRIS CD8+T #liuHIPhEEA (1

RIZie TR

HAED RIEA N IS I R AR B v A

B2 PR 28 Ak 7

HEg RO W B e L BIRARLE R 18 & Fas B2 CILHRRRAY /) % » LRI RE

B8 % Ak AT 22

HERIE BB AR
HERIE BB R RN R &
HERIE BB A S
B BRI B O A

ik Z CD8+T HHA AT 2R 7y b7 L PR e fg » HL Al hig
B PER SR DhE

T FE CD8+T A T F8 73 7 Lk 30 i

TR RS Z CD8+T KR TR 37 L5t

Ik Z CD8+T AHH AT 43 177 1k 7 e Fet

HERIE AR SR HAHEnoh6e
B ERI BB g F AR K P ARSNGB A

It 72 1 428 1 T HER(FN) RO 2K j 2
BB LUAE {RIETh2 AR ANHI IL-10 B 2 &

B R O R 2 ERIEAAE RN A RS  REHETTRE
HR A LG TR NS 22 5 e 0 TR 28 ) PRI AR A 7 A

Heymann & % T/ NBR L B AR

BRI IRH(1BD)
% FPEWALAEMS)
% PR AR gL %

EEUR L

B PER SR DhE

LA RO FT AE A e L3R I 155 Ao

PR PN T B A R I A N e At

RS TR 28 S 7T R RO A

Lk R i KRR IFN- 7 - 2 BB A LA O 5 0 AR Y - B ER A

5 i 1 B B 28 & CD8+T MR FESERT - ¥R L 57 e 53 J41r 7 Ak b e

fi% % 3# CCAE R FE L B A PT REAS L Fas RS 1 5> iR

B M 2 R AT I 3 e g biopT s

£ SR BT EIRTE A A i e

BT — TR AR DR I W R LRI AR BRI R Fas B (S 2 IS 5 KRR 7% » FRACHBE R
KB E

HBTH M R R

/)N T T FE(Vogt-K oyanagi-Harada syndrome) 24 (1 35 #HE 4 fi%

{IK18 SCBR(61) Ulrich Walter & Pere Santamaria. (2005) Curr Opin Immunol 17: 624-31.
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ARG 1 A o B ARG B BZS 7Y SR S
Hi CD8+ T ity B e A Y #3002 156 9 o 58 75 i 1
RRER ( R—) - [H2H Bl CAIRRH 18 LAl
A 8 B b i i A (0 > ER (A BEES —
RUEAR % < Bh P 157 ( Type 1 diabetes; T1D ) g
REAUAF SRR o 77 FENENE UHE /KI5 (non-obesedi-
abetic; NOD ) /NE AR » TAD B A I E 12 4 2
R 0= 32 1 T gk 5 A G <2 21 B B TE 1 CDA4+T Al
CD8+T {2z Se 4R e 18 * o Jishe (19 B AR B IR
Ze AT ( dendritic cells; DCs ) 52 2.0 E#SH1 /5
i I vk 2 R ORI LAY B RS S ME CD8+T
HIAE B o EBF R 2R EH R IEWEFIE - I
PRE [FIJE 1 CD8+T il 2 & e e 7 A4k EE I L
( productive ) ( "TREEL BRI ) BIEA E T IS(E
( non-productive ) (& L i HEA HE SRR AL T )
M HE - B85 2RI R #EHE DCs 1Lk
ARAE (AUHT I 4= S R RIEAE T ) ~ ALY
ERMMERE S 2 BERE - 2IRP DCs A
ZE YRR -MHC 9 T & ea e

LUR T #ufEkE & 288 (TCR) B EAL-MHC 2 &
BV RERE T AE BT ™ - - fFE %
PR RUFEE S R WS PR A BEidiE S PRI -
PRIV A 5 BB T #ilifl-DCs 2 52 B.1E FIY
WMETITER -

BLEBGFETT - bR T HUAEHRS & 288 (T cell re-
ceptor; TCR) 15 5219 & 38124 K]+ cbl -b £ KIR] {8
BERCEVET MR DhREMSR & 1158 - B s
T HIfZ B0R1° - 54 - THASEZAE 1 (toll-like
receptor; TLR) fit 4 ( Ligands) ~ —#& @] 2 DCs
AL B BGAY Z SH I P B A4 B 2
LURGH BRI T 0 15 #E P B B R X 2
B ZAERIFI ST T o il - REIETRL
T MRS 2 e 14 PRI B S & ~ CpG DNA R
Hsp70 (#% ks 8 H ) - &1E i DCs.Z gl % »
At AT B8 P — #E AR S EUR 14 R ROEIE T #ii
ARG R -

H #8X HE1%E CD8+T A miGft » FFRIlE AR
LR PR MHC 77 FHUENE: - BREHREEEE T
B8 EPECD8+T Ml » Hrhofgeth T 25
CD4+T helper #HAEHIE) o #5137 it CD154 1
B CD40 % & » #iG b CD4A+T helper #iffgn] {&

RES RAEY

{# DCs i Z4 LLKAI CD8+T MRy 22 G » 7]
B DCs #8a  LIRAYIER » FEMmT 2R 15 B i
JEPE® o fRRREIRBE Fp (R ZIG LAY T helper 4 i
o8 J10y DCs Rl #EE ) - & [R5 ET %
CD4+CD25+T #fifm 4@ T #iR Gk Ay BR{E " » R
AN T DCs AR « JATT » 52 X 2RI 2
DCsFTEE I EH 4 » MIAFSEEE » LEREZRE
F\LCD8+T #iMf » wy LAHEZZ A BZ A iy =] 5
REAK-MHC 55 & - 11 7 R Y 75 LA
BIRGR® o

HE MR SEFEFEETCRa Y
CD8+T HUMIMLEE » 2 BRI B A8 G2 14 4 FR I
W R RS B RS 0O I 2 — 0 o S I A
A LAHEER 5 #E RO RS 7 22 14 A % WE- 6 - Wi
R R {2 T FHIRA 28 11 B 2 84 206-214  (islet-
specific glucose-6-phosphatase catalytic subunit-re-
lated protein; IGRPzxe214 ) ™+ 3ifi H 45 7 Aij ¥ FR Jah
Yita NPT A SRS BARY CD 8+ T #ill.215-
25%" o NOD /MR Z W PRIFAE RS » RS IETEER %
#t 1 AV | GRP206-214 X JE1E: CD8+T #fiigitz 3E
SR A R LS T ST 7 - SRR R T B R
FHRRZ FHER & MR ™ - R ERHE
& (EhE R 2 B —/ e s RS T (BUW1E) T #EME
Bl 5 —pH WARE B KR & 77 ( FRBumitt: ) #l%
BT Ml MR Bis - 1 HiE (EE Ry 58 R d s
FIFRAETAY o vho AU B 52 14 s » BRI T
= & T CD8+T M it A 2 e 7 B .2 (AL
R oo MiEA B8 G ERP 2 NOD /NNRAEN - %
BT R BRI - 5 — G351 & J189H0
ST HNOREBRA 14 - M H TYRTE 38 209 R
BB HR o Sl B BRI REA U 5 S - KT (e S
THRIRIVEEALY o G BT (E AR Y B ) SRR
&1 (B PUS AP &Ml (APCs) [N 55
S REERENVRRES -

R T B RS RE 1 CD8+T Mg A {2 # ik
Sl E R 9% - TReth B EVIEURERRE < 41
W+ 7 A1 GRPaos21a & SGE TR AL B RS - 84214
HhFE R B 538 & 7 I GRPs21a~ i JE 1 CD8+T
HEAGEt - S EEUR S B (R & ) wloR A
fitt - T A DR A PRI I R o R > AR
5¢ ZIHER S AMECR &7 HRA » &8sl 26 A1
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B IGRP RAFF R4 CD8+T #illl ( IGRP
epitope -specific CD8+T cells) T #H7E 2 I 1 i
BRI 4 S EROE R T I

CD8+T #ifR TI{F/RiEEEEIERA
HHAE

TERIERES » B3R E!E CD8+T T
FE 1 =16 A IR M S 1 28 2 A 7 P A L T
A (target cell ) = (—) YOG b AYEIEERL -
MHC 7> FE &Y it & » 95 FashicfE ( Fas
ligand; FasL ) ZIRFEAIE RuiEzehy » thiph & 8
Fasit &5 ¥EHIAEL T o (Fas @2 TNF-R g
SR AR B iR S+ - Bd Fasfid i (FasL ) #&
Ei%g| B Fas RIFHIHIAE T ) - (=) CD8+T i
Mg BRI S R AN EY) - BiG L%
( perforin ) FIFEKLEY ( granzymes) » TEEE 3R AND
A RERE SR 0E7 - T RCBA B E - SRIRER 82 1
( serine proteases ) #% [HiHIE HEA BT HOA T
A R - SRR SE L o (=) CD8+T i iufe
R FIAE 55 TNF- o FIIIFN- - EdEEHIE 2 10 Ay
ZHahs & o SEREHIIE R AL o 18 IR
T RERE PRI 2 BRSs 6 HH MR B PV BB 2 B2 Lt
7 IWEEREY - BoRRINEEE - 7ENOD
NERERET IR RS Y & 14 Fas fHER
YL T Rk 1 ( Fas-associated desth domain; FADD )
& HE AR 2 R RS 4 ARG - wT LR SR
ZE|FasL /&0 RET - (Hth HEEER 13 1
NIRRT o RN - fFRLZ R ILHEN
NOD /NER - ELHE PR 55 42 48y B k0™ o
—IHESE ARG FEH » TENOD /)R < i 55 1ERA
) CD8+T Hliif F 3R £% SLAH O Ay # e - S fiE =5/
B g A-csg - [ Bk - th & FEms FRIFIH 12
88 A5 b » EM1E Fas 11 3 ry 51 2% o6 Jll i -
S 2 FLSE /1 (perforin-mediated ) I 2
REOCAHIE « TRIG RS - BRI T MR & 77
( T-cell avidity ) FYIIRE + fEIGRE M » R SLATAE Y
BRI Fas /M8 B B opfL== /8 - g e T
AR & I R R -

B LLCD8+T Al £ 1 28 1 B R ot
PEHERE - thgr s R HURGE A R R o
TR ] #2 % 1 Imiy Eb  SRT - Em Rk K

#HIH. 2 NOD /BT R HSE - AR R 8 IR A
N BB PR AR 5 % - BT il -8 hy 8
HHRE LT #ERE - 7ENOD /)N B S pA » il — {3
PRI 5 HEME .2 E R e I MHC 55— Al 7)1
o 5E8 7R B m] HHIHE AR PET R A ( cytotoxic
T lymphocyte ; CTL ) #5428 #ilfsLC - thaf LA
AEECD8+T AL AR S S - A H NI
F A5 5 KB AE » H R M0 J8 3 I bR L5 6
HMEPR X 2B « 7F Al sE 2 i 2
B 2-TER & ZNOD /R - th RBIFH LAY R A
(phenotype)® - [RIFLAE FRIF H & 2 5 B RS PR
oA A S R BRI - T H H T BEE IIR R
PR e th Rt - JEHE T MR E M H IR M A
WSy o

CD8+T MRS 4 ML Y32 AAEM
MEREEAET HEAAY Or81 B 5 #EMEALT - Pt
o RS R B S S T Al e - T
A58 E TNOD |y 4 i v 330 6 & 1 5 A
FEEE H-1 ( retinoic acid early inducible-1;
RAE-1) * RAE-1 2 fiNKG2D fyfichs - 1
NKG2D (areceptor on NK cellsand T cells, isatype
I membrane glyco-protein that is expressed on the
cell surface of essentially all NK cells, gd-TcR+ T
cells, and CD8+ T cells ) & — i3 & FH AT
CD8+T AR H ik (L5288 - B AL LL 43R
| GRPzos.21 152 © NOD /MR LAWINK G2D Bk
PiEg ( mAb ) R#E - G55 | GRPzos-21s [ JEE
CD8+T HiMur e K ThRe » MiHDH1 T = Im ey &
6% o 1F 4R EE Ik B AR 28 rh - B 52 51 B Al M
BAOYT M they RIANKG2D - FRILE i A5 2
BUBRBEURK 2 T #UAE0 85 —Fp 4> -

2 Bk AL BRI (SLE) @& —ff 2 B4 09 5 8
TSR BE YIS BREYIE AR - —
i AR ES G MR R S FIIIREDCs B A Ay THE &
a(IFN- o) BT - IFN- o &5] 8 BRI (LR
DCs » P T2 HH O 7 R 725157 A B P A B T
CDA4+T MBS E™™ - /) CD8+T HIMIE BhAE
B 5B (/D) R SLEmfEaE e - FrLUESE
T AR A B SLE M2 (LA R - SLE B&ERVIR
975 97 175 1% B 14 B 1 4R R A SR BR 2 LR AU R
Rl 1 CD8+T i < W M nE B - HE A
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I Z BN FEN- o 1G{LYDCs Pl o 32T
M o] R Z Fas 9 SEAIAE - 6 B8 8/ Vg bl
Ji (nucleosomal Ag) BURERLY o FfS ] (o sE Ht
R E MY UR 2B B2 % > 2 SLE ™ B Ly
—{EE B - ;2L CD8+T HlE &g & (=
PEEEE G SR » B R IRTE R B o SEHEREG T LA
HHLL N 9 st RSB Fr - #H —1F Mer B& %
Pl N o SEIR Ze s/ N R ( HER TR TE A B 0
THIMMBVISERIIRESZ 1 ) & HE#hithE £ HIDNA
EHEiEE - MHIDNA B 882 SLE (1 + B F
o o Rk » HSLEfE G HELZ 1 HIFN
ZHEEYNE - H CD8+T Ml &) » i B
KRRV 15 T30 13 R I BN 1 7T S BB ™ o

T e B3R s - CD8+T filfigthr%
FERELLE ( multiple sclerosis; MS) 1 {7378 — {4
HE MM - MS Rl LAY R A4t ( C-
NS) Z B SRR - M5 MS G ik gl
CD4+T #ifi% UIrHER - (H 2B/ A#E B -
CNS 1Y H 8 Guf% 14 ] LUtk fE ¥k 2214 ( myelin-
specific ) 1 CD8+T AHIAEAT{#1% ( transfer ) * » Ifii
BAEMS Ryt - fEE & AR ER CD8+T #
M7 AE " o (T s ryse » 33 23 AN A0 1Y
CD8+T #iffT » &7 7 /F 12 M R Al i ik
R EIER ™ « fEMS BRIt - {h
e EE 4 B8 R IS B §E 22 ( experimental
autoimmune encephalomyelitis; EAE ) » thiR% £
BUR I B R Y CD8+T #iE M EE™ « &
5 R A Al 14 (regulatory ) CD8+T s {7
{E* CNS H f8 j% o 58 IR A I 7 71 BUR 1%
FUFA &1 CD 8+ T A 4L 7 31 R 1 i 5245 SR 15
H o ERSREMS i ARy CD8+T M mf R iE
53 WA 5 1IFN- 7 FIIIL-10% -

CD8+T iflifE EE VMR AR FIE1{E
AR A

ERIITLI - CD8+T HITH 7E 4l et
AT 5 U SEAER T o ( TNF- @) AT 7
(IFN- 7)  SESLAIITH 3 B IL-1 0 i F T - 15
55— U PR T O RS 8 T IR
HUEAKII A BB AE L © R AT I R
B T IR 6 0 DA R 3% (3 9% M- 3

RES RAEY

('suppressor of cytokinesignaling-3; SOCS-3) 4l
il K] - Al E L HR S - (REEIE SR o0 i 52 2
IL-1 B AUIFN- 7 /AR o ot - Q1R FEN-
OD /NESIBRIL-1 5288 (IL-1R) £:[K » Alla] LAk
TR PRI B9 A o ST IE LR Z IL-1R #Y /N B
W B A - RN EGRRT S R AT A E s —
A L&A REY (inducible nitric oxide synthase;
INOS ) #yRIRIEE T » B LATNF- « FIIFN- 7 5]
RE 1 R S 5 A B I 46 - o] {95 975 S — 20 1 58
¥ o (NO B — &M Sy JHEITIEE - I b FNE
FARNE R S EEM) o TNF- o FUIFN- 7 thdr £ i
EIDCs FAYTNF 5288 1 44 & AR (8 H RS HUR Ay
R - B #EH m F3HER (upregulation ) Fasfll
MHC 7 1% £ #i MR 2R B - 0 8 =W Y 5%
25 o SR FUlGmBEOUFHER - (IR A Ml
5 FLL: 3 E 2R IR A SOCS-1 &y 11 Fas FIIMHC 25
| B0 F1F 4 #EE R aya FFEET - 36 PR NOD /)
FL R HERIE T o TEMEIRIRD - MHCES | B4 F
TERRSs 4 ARy A F3AED - el L N A2
i R B S+ AE— 1R R | ZE R WEPR IR < B X
EEEAR A b - FESE AR (TLR) G M MHC
51 RSy A7 A A ey SRR o TR SRR RS B S
() Jsg > o

br 7 B AR I AE R 29t 0 TNF- o« thit
EAE/MS ~ #4514 151 4% % (inflammatory bowel
disease; IBD ) ~ & 14 EIE WL /T ( experimental
myasthenia gravis; EMG ) FLI%8 & & 1E BH & 22
( rheumatoid arthritis; RA ) 1 » #7373 B EL 14 f
@> o GEEH - AN T HEME(CTL) 7
SAVECE ML RS - WREEBIFN- 7 [
FEAETMHC 551 B4y TR ™ 5 {532 » TNF- «
BT LAVE £ st B #R 5% RO RY 1) NERETHGR -
B - —2RA BELITNF- o FEPIENRYE - &
A FASLE SE(REE o & 1E M wT B RS TNF- o
T8 TR« (IMN-« ) [ AT ( downregulaion )
E M ZEHHTS -

#1Li% 3% (chemokines) J& WA | ik ELAH s (b
RS £ AN T - X0 C » CC » CXCHAl
CX 3C PU{Hud 5K - Feill G sefa - ok
CD8+T Ay ENERBE ) » & H LN+
CXCL10/IP10 ( CXC chemokine ligand 10 /
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Interferon- 7 -inducible protein 10 ) #9235 M *E2L
g5 > [RIt CD8+T HflHfrth & #5H1 7@ (recruit-
ing) ECAE AU R MM R EE R ARGT - T H R
FIERIRIER" - JRE el CD8+T il
& CNS 1 #8{L K T CCL5 (chemokineligand 5) A9
FHARYE® - M CD8+T M & AL A HIIE I E AU
HCHGE - thdy 33 pln RERB R MR VRIS 28 2 2 A
A4 Ferfrly ((ectopic germinal centers) (19 72k FllJ%&
RIS N TR AR - (HREE R BRI CD8+T #iii
FEIE - B FLH SR OE 2 B Y -

CD8+T iR (PR BERRE RN EL D
NREN{EA

( — ) Qa-1FRHIEIEAENE T #HAE ( regulatory T
cells; Tr)

CD8+T Hilifu4 & thgEFA &1 B 43 0% I JE -
TEEM AfE RIE IS §E% (EAE) F 0 BRR
IR IR TS B RIHAY - B LUKER S BB €
HEpER o 5fE H BpERIAR - 802
A ZE|FEHA A MHC 25 1b B 53 F Qa-1 FR I 41
HIVECDS+T MU 1138 ™ o 38 T HIAEAYFS 51
Z— e g R CDA+ T #iiE 1Y Qa-1-
A HEAK 5 & ( Qa-1-self-peptide complexes )
FTIGIL™ o 7FEAE F » M En& R s 1~ ZRER
I - HA i 25 1 (myelin basic protein; MBP) &
I FE: CDA+T .2 48 4 BANHIEM * - {E15
42y 2 o FEfl I AZR IR Qa-1- B B8-HERK &1
Z BB IEET #iE - o5 HREA Y AR
CD8+T Hifury A » MR B s B #E 0 i%
{550 o Bt SR HIHI B B R B - {H v] B2 B B0 14
CD4+T HMilEhyE 7 MRE R - fFFIGHEA -
Qa-1{KFE CD8+T HH M ALLT- & i 2 4 3thp) |~ 3
TR ET 2T Mg - 28 - 5 th @R »
Qa-1 Ry CD8+T A w4 Bd g sk HAVE B Ad
BE B A U HE - thATRE &5 58 FRE g™ o
(Z ) CD8+CD28 — it T #AAE

CD8+CD28 —fifi/2 5 —# CD8+ g nn
B AT LUHNGE % S - i B e M thv] gE22 8l
EAE FIRA FYFHET™ - 81 Qa-1 FRHIAUFHETIET
A ( B CDA+CD25+T ZH A A SR AL FT 3
AT A (nature Killer T cell; NKT ) {EHIAHEL) &~

[ » CD8+CD28 — T #4575 2 5L Wi
I BNELA A B I 4 - T EE P o] B R Sy Bk
= [ EE R 73 (inhibitor Immunoglobulin-like
transcript 3; ILT3) keidigk K14 (1LT4) SZ83m 4l
EPUR S IEHINE ( APCs) Ayl 52 5514 » #8 LAE—
A AT RS ES
( =) gp180/CD1d FRHIFY R EME T #HAZ

IE—REnHE A - B gpl80 AR AY
MHC %51 #1437 CD1d Z M EvE &Y T ~ 7 4F
AIGE R ey CD8+T MiEEE » Wil e o 2
il 9 S B E - S8 (R RIS RS 2 B 3R AT 1
AT HEAERE - 738 21k %% (I1BD ) B EEEN
ZTr BE IR R IR DI R -
(PH) BH4-1BB S|33RYEHEME T AR

4-1BB 73 fiffg H LR F 32 885 I (TNF recep-
tor family ) pk & » HERIRAEIG (b2 T itk DR
[A] - ST AT AR BT A IS I ~ B A ~ RERGH O
T BOLTZF IRE o ARIB U5 % 0y BREN 22 Bh R
B s #5 FH14-1BB S RE PR - HH5E AN B
Pl Ao — AT CD8+T MAE na B + E{F
ni B R DCs R - &L CD11c - 5%
i Hi 18 SE AT &S 1 1 FN- 7 3558 DCs Al B
Ha sl iz 2,3- # 1% FE ( indoleamine 2,3
dioxygenase; IDO ) TiHN&IT ML E * - Hi4d-
1BB mAb iR Eth i3 & a3k 4 H 53 —FET
HHAERT » AR CHHSRZ S (TLR ) ACREFRAVIS
UL gEEEELARRKF S (TGF 8 ) ff R
FH AR RRE o BEATLZ 4-1BB Y/ NEUEHAS S
ROV - & R LG SCD4+T HilE e
PE R EMREE B % EER - KL - 33
{# R AR A ECD8+T ML » fEH B IEH B R
ZEIRIR FR AN AR > DL N T E E
) REERE
5 it

TEAR 5 PR AT CD8+T M 1E A [F] By H#E Sz
SRIRF T I L FE R A I - 28] T il
2RI B E2AE B 11 v O 8 P IR » PR LAE
TR Er AR E R AL - MEZACD8+T Hi
MOTrEEAT Bl A0 R 2 B A% < ZE
fd (B2 A WERR I 4152 38 I T MR B A B2



218 TS

e - B TEERES - o] LUE M R ¢
CD8+T il s H e H 82 00250 i i iy A~ [+)
fERRE o Rt e MEA PR A TR A 1l
fg - HiI MHC 737 2% H B2 E K 0918 fraE
FTLAGE 6T HITIE gE 5 REl3th 22 B 5 95 00 2856 78
g EARR R o mOE MRS MR 0 BB
FFEYE CD8+T MR RS M —(HE #2 %E &
TR ER TR AR o ST - @R A B8 Gz i
se - CD8+T g 2zl 2 ry it - {H2
EH W AR RS - L CD8+T MR
fHIELL R A s ALl e B 2 2 Rt J8E AR 77
WHE B EECDS+T MillE » gla=ELmmd
iRecks# 2 B SOENE CD8+T ML AN Al 35 Fhi
JERLIR IR TVE 2 A I DR A 1 U B
Tl [ 5 3% S JEVE CD8+T MA@y /E M B AR 2 BRAf
MHC 25 1 B4 7[R B3 S HENE T Al I e 4%
WERSIAL » LUBCRS PR A 38 Sh 3 AR & 5
bRgE 2 LU E e ML H AR RCMEE CD8+T Al Hy
BRSECE ) BEEE - ET R (AR M1 — 2D BT Y
ELT

SE Nk
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Many evidences showed that CD8+T cells contribute to the initiation, progression and regulation of seve-
ral pathogenic autoimmune responses in which these cells were not previously thought to play a major role. CD8+T
cells can kill target cells directly, by recognizing peptide-MHC complexes on target cells, or indirectly, by secret-
ing cytokines capable of signaling through death recaptors expressed on the target cell surface. Autoreactive
CD8+T cells can also contribute to autoimmunity by releasing cytokines capable of increasing the susceptibility
of target cells to cytotoxicity, or by secreting chemokines that attract other immune cells to the site of autoimmu-
nity. Autoreactive CD8+ T cells can also downregulate autoimmune responses. Recent important advances in-
clude a mechanistic understanding of events leading to the activation and recruitment of autoreactive CD8+T
cells in certain autoimmune responses and a greater appreciation of the diverse roles that these T cells play in
autoimmunity. ( J Intern Med Taiwan 2006; 17: 212-220 )



