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g, (R R R A R G T i BIE 5T R
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JEILSF R PR I AR R AL bl 2. 55—
T, FEZ2 U PR 220G 4 Pk O3 A N 28 40 i B R
( HLA) HURIAAAEIER TG LAY SRR % A #E
R Gs RYETE

KRG FBEALMBEER AR (MHC) [ a B4y
TR AN A ik, (EAEHR ANk 2 20
RFER e 2k 7o R B 40 0 R R R 2 R 4
FIRIZ 0 MHC T a 513 55 2 A9 U /0 a2k ] £
PHAE R R B e Z A T R4 ( CTL)
Vi, MHC T a PR CTL 14 101388 X5 #4 1% £ B3 P9 2
TR X JI P 200 e A S BB, X B AR i RN X A 22 2R
GNP — A FABE ST, 1 CTL A 31
AR o TR . NGB IR 2 A0 15 5
I MHC T 2853 F ik 2 116 J LA K T BE g Re 5 1
(9 CTL YU AN S

IR, NGRS Z ey MHC T a 2847111
BB AL T —Fh e LR xR BT, e
W5 T HAKZ M0 ( nature killer, NK) 4, XK
A MHC T 28 BAE 20 a4 s s s ] Aol
SR LR S, NI A R T S BB
CL M A 70% S NK 200000 e A 4R
HLA-G 1A — B FT 0 19 5% )2 4 ML Y NK 40 AR
FIARGITERT, (HJEEAEA LR X NK 4 i 410 i 7
FHEiE 14 HLA-E, HLA-G Fi-S$Ak[R] HLA-E 88

EETH: JHREARESWEITHE (91510220001000004 ); 7 ER K2R 7 BB K4 B AT H (2008A001 )
EZ . 510515 T M, BETERIRS#m T EBEHRE (BBMT . T ; =R (RE)

EIRPEE . a0, E-mail: wujing@fimmu.com



.54 R

AW, 4545 CD94-NKG2, MM HI 55 NK 40 i 1Y
1o W24 EIE T 155 HLA-G I /K P =4
K. A A HLA-G 16 AR R A %35, nfE
SRy —Fpfo gk RE L, R A BEAE IR R 2 MHC
[ b T e PRy ikt -1

PR N s ARS8

AR 31 PR3P IR B 32 Se KA B AR S
L7 AR AR o MR A e M SR AR T R 0 A i P 5
Fas fit & ( FasL. CD9SL) f)7 92 % ik "/, FasL
AU KAJEN FIE A RAE , XS By 1 I AE
PR e S N SCHEAE . FasL 35 T iR LI SR
AR B A, PRI B L2 18 Fas
RGN T WA S e 2 R G
HAHVFZRIL FasL MAIME, GiG&IT, RIPA
TN IR /IS R A I A PN B 4
o RAESII FasL FIRHGIN, JCHAE X pf 25
RGP UM P K A FasL 1 238 B AL T R AE 11
B, T BR ) T 5 1 R AE AN A2 R

Jigg IR ZE B AH G A T B AR L ( TNF related
apoptosis inducing ligand, TRAIL ), J& &8 5 ffb
LR MG h i) — 51, B FasL AR —#F, XF
SAEMMLE T AR 6 LA IR AR 2 81K K
TRAIL, FIFEHFEIL Fasl! 7' HSR TRAIL (940 i
WESZARAFTE T ikl 2 R ge b, {H TRAIL LF-A
TEIEH AN LU 21k . TRAIL 7E4ERFIR FI iR
JURY SR RO D RE 5 T VR HDRE 2 T TFSE 0 1)

MR A0S LA 7 A B 20 T A L Sh )
NP5 BV A 52 S R G B B R o AMATH
T3 7 R W 3 | FRSTG Se R A e s B A Ry PR &b
AR & i ( complement regulatory protein, CRP Vi
N <7 500 200 L e A2 A MRV T 5 T o KA
T DAF/ CD55 )R 4# 1 ( MCP/CD46 )
TENR R BB RIZ Ak, I MR ) B i ik
HOC #EAE A, Crry ( complement receptor 1-related
gene/protein Y )5 DAF/ CD55 1 MCP/CD46 I fig
IR, EATEWG R Zsh b 3. Crry X TR [
Tt S A R S Z A MAA SR AR B, Fod
T Crry FER ) E BURIATE P sET ",

MR A DR 240 i 2R LK R Ay st IR 2 1) 1 - Bz 4
M Bl CRP Frgtfit ', =Fh =5 CRP A w
TENMG 33k, 430l )& MCP/CD46 il CD59, fH
CRP TEfE 7 Al b 28 22 G5 92 Jr T 1Y) T 24T

I .
3 TS TR A MR

IR T 5 4 7K DR A ST A ST A S
AIBTR S S e M) 73 - 38 & B U B ( de-
layed type hypersensitivity, DTH ) 7] = A= il il £ 3R
SER iz M H A E . Fe A KIANF(TGF ) - B
o — PR ANMURIECER | 100 A8 I 1 O R A 4 2R A
AHOCEE S5l 4l DTH,  JH (] st w4100 o] ¢
M;}im[zole]o

D 7K R AR 1Y B 1 20 1 A% gl 4 i 55T TGE-
B, Al NK 40/ T i A0 v i . 2 TURE ST IR
92, NK AL DAIEARR N . —TURTIE R A 20%
RIS B AR NK 20 3R 7 24 9 I8 2 20
Mo I3 — e T N 4 R (0 R A0 M R T O
I, 409 Fib 783 1521 B It L 40 i 38 CDl6 ™,
RUIK LR NK 40/, AR BB ORI Sh s rh,
HURAY RO Z AN T NK U i, HEY
BB IR A, IR 4n i b iy 1750 BEHER 2. B
KB TGN FasL, EA SR IKAYHTR NGB ]
TER . TL-17 f2 30 ff BRASA 1 e it

NG AL IERE 7 A S i e Hi R 53 ¥ TGF-B H
A Z PRI HRRAE, JF = WA TR
i ( TGF -B, 18 ng/ml, TGF-B, 10 ~ 150 ng/ml ),
SR SR IRAE 8 I s > o /N BRI 3R 2 4
FEAERS|WERE 2, 3 — %A RS ( indoleamine 2, 3-
dioxygenase, IDO ) & —FP 2L H5 IR i G 2 i Fe 1)
LEHINEG . 1DO J3 ik —F T Wk L A0 A A7 T Ab T
R — R R . MR )2 IDO BYFFAE n]
SECT KT AT

A BT IDO 245 ¥y 40 ) 550 TS 200N B ) H 2
W, UESE IDO X TR A5 LS el e il B
W FL S A7 AL D) — Rl il —— G AR AU AR, fefie
HEA R FI AN 2 IDO AN 2 o (E3 Y2,
IR RN =5 IDO, AL 3G HT G anm > . 4R,
EARLERF IR R TP BRI A T E

HHT, XFIRZH Tt A e e il i
THIFFERZ LD SR, INEH U™ A R 21 1
Jg AT R B ST 40 i MHC T 28R T 2843 F 10 3%
iko MHBAETETT R B AR sl A, &
eI NK 40 A 5 00 20 B0 v S fER,
TEHR AR 2R R G0 vh Az LA AT VAP FasL o H A2
B HLH G ATEE . I 2 IDO R IKTEIC S
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A DL AR o 7 R RN A 4 20 TDO A5 B T e i
SRl RE YA R, (A{EIA S R,
4 IR B0 HE T

FERT G G AR Rl S BIHE ] DI 3 —Fh R 58
g 25, HLPUAR N 2RI DTH A1 CTL 8 #1)
il o PP G BLAE N & ACAID, Y244 1k f
AT A 5 3 R B X — S . ACAID
S PP SR G A e R AR, W R = DA
WHIARS: R, IR, MRS & R 5% .

AR . iR A1 RS AE &= ACAID B935S 1 Fr b 75 .
B IE ACAID f9 A5, AE [l BT b5 P 3 5 B J 1Y
72 hN B X BE 2 B R I AE AN, 5099 061 0 o7
ST DTH, X 548 7 0 S bl ik S b i 1
EHAFSEEEME, MBS ACAID 15
T, A VIR AR T ACAID #4772,
P AR O] BB LT TR R R A A
FEAERI BN 2253

ACAID FF 46 Tt I 75 5 b5 PUARNE, 40 465 3 4+
TS B A RS RS AR O L A R R S BT AR
S, MR R A7 75 5 0 F4/80 T PR AR S A0
fe ( APC) ATLRAZERT D S HU R 48 h N3k & If
PEAE KGR . @ MG Y F4/801 APC =
TN AZ RV, X405 S ACAID
SeiE BRVRZIAR

AR 3 d N, BRAY F4/80% APC ST
CD4-CD8-NK1. 1 * M B 4 At i) A% 4K, 32 M it 248 it sk
IR LERGE P02 RN 200 sl 240 B A A AR
F4/80 " APC JR#IA R vl D B 2 DA HR 5 % 1 ML
TR —AE A i E A, iz R D B A i
#® P & H ( macrophage inflammatory protein,
MIP) -209A5 404k bRk JF oG, JF 55 4 NKT 48
Ffl. NKT 40 Jm BRAERLE i 30 el 7= A 5 b —
Fha] AW S 457 APC 1 CD8 * T 9k B 20 Jfa i) a1k [H
FZ WGV IE R T AIEFRA A WEF ( regula-
ted upon activation normal T cell expressed and secre-
ted, RANTES ). TEMlELZH, — 45T CD1d
F3K B R E 400, CD4* NKT 4 fd . F4/80 " HR J&
APC 1 CD8 * T 40557 N 1Y 5 A2 40 M AE FH & 51 ik
LA CD8 " ¥ T kLA ML A AR 45, CD8 ™
PR T WK AH AR R DA 6 T Thl- Th2 B 4EE S
AN, T RELAIHEA CD4* . CD25* T ke 4 th =
53] ACAID WS, HETEA 1M TIRE M A B

ACAID AL AT AR IR 1Y 1 B o e e g, B[
0 AR BT AR S R R AR TS R . A I EdE R W]
[Fi) ol S5 A £ BRSPS B L2 VA B T T s
MR YIS T ACAID, 78 A A2 A8 22 Hil 1)
T P AR 2 i T 482 1 A 5 ) o S RS A A A7 3%
K, ZMBH 1 ACAID 7 558 i 1 ff B R M HE
SR R

Thl F 5 RE 2 025 7= A s i DR B 453 455 40 Iz
4, 40 DTH, K, ACAID #4] Thi %Y 48 5
S5 T 408 2 R 1 90 S PR 2 RO 4 B 200 ) 7737 %
PR AR LRI L EAN 23858 . fR T Th2 #afk A
F AT LAZE SCPETT Thl SBERiZ, W80T A8 5R
IR Th2 e LA HIRIEM . 281, 2R LYt
i —LClR R 1Y AL, #= R Th2 AR ME
BERERER I A H 1 ACAID ] f1j i B 1 25 [
R R G Th2 g 2, I T I 09 AR A
T Th2 AR . SRR R R N 1T 5 SE R
S Th2 A S RIS ACAID B rl AENE 7 -2,

B 5 AR AR A B T 16 LAY o i e
KW TOF-g St B i m i, M
b ) TGF-p R3S 1 3 5. 122 flows o0 vl 4 3l 8
PERAT S BRI 32 P A, T
JIRFSAE B UT IR 1A 2 52 75 T K A 16 SR AT DAE SE X
Mo T, R AR P AC R AN SR T T AL
Z MHC [ BBz, AuEdE o, M2 KR
AL Z MHC Ul AT 52 2 8 1Y, 430k 5 AR TR
Ko HEbAHRL, AW KEARRIER XA FR
[l P S AP I 52 . A RIS R A, R )
CD4 * 1 CD25 * P45 T 418 ( Treg) % H &Y
Hahn. TGF-g ZHESNR N 52 APC & i i S # ]
F, BERG R T REA AR T RE . R 2 R E A
AR FIRE G ST oAy B T e e e, R RS
=, ZOEERLE, ABEBEMG LTSRS
Foft ELA G038 811 A 7 140 40 0 AR 5 1) K e ——S T 4
Ff AN IL-10- . CD4* L CD25° T 41, SRTHZEA
R b, EIRMFEWNTE yT MRMNAEES S
WA R, AEHE AR LI, 18 1EH N ERY
T R HL 8T A0 MAS A T T 9K EL A0 A A Y
50% , MHEMENARLZI . WP S 52 iy
25 ACAID HA B E AR, DB oI oC
% % W B ( brain-associated immune deuiation,
BRAID ) ', BRAID J£-3545 ACAID YA AR5, {H(H
FHE R HA AT AZERE AR p128 2R G0 A S b



. 56 . R

EORE

ML 10 0 2L 2 e 90 ¥ A7 6l B AR T 9 1L 400 G 7%
P, JEm e AR CD4 " T ik B4R E A JE
FE Al BB AR AAC o RSB AR A 20 AN ST A Db S 28
IR F, a1 TGF-g, {HAL ELFEIM I T Ik (20 g 3
B FIGE 2 2 b O LR i TR R (IFN ) — o
R T BT T Uk O 40 A S e AR AN, o
RERAA 20 A T35 Treg . 0T T 96k B2 40 334 7 A
DTH. UTHEHER A S Treg A9 AE FH i 35 £k A
TRIE[) TGF-B M5

I 2 B T 240 e A A A B B T il B
YA TEPERIRE ST IR A MR ik P A R B4 M o 2
UM W NG N N REER S TR N T
WEE —Fh g, R AT LIRS T
WRELAEEHT)E — 4 ( CTLA- 4 ) T ¥k I 40 g (9 2835,
TEARSMIH] Th F1Th2 43858 . BT 40 L)
CTLA- 4 T 4R ) R AR EMR, HIE Y6
SRR B 2235 T T 3R 40 A9 90 84> T CD28 3R
ro CTLA- 4 455336 LI APC RIS F1ic
& CD80 #1 CD86, Lt CD28 ¥ 10 & 100 5 At 35 A
J1. Ak, It CTLA- 4 W85 T 40 AR 505 5 &
P, TERAHZ, CTLA- 4 430 T b 40 A s
BEFE , I ANTE Bl T bk 2 40 M R AL R 4
o, BRfH IR 4NME ek MHC 114 FIF5 APC 1))
AEfAIE] . WS W, BEIE4neT IR “ZH” APC
e If FLBHAEPUR IR S A T k4l fE G . 7E X
sefil e, T REL AR R IR A S T

5 % %

AR L 0GR AE U0R B 2 A B ) B R 2
XEFHUARRAAE CHRFNKIN ) si W Fl i 4 (4T
IRFE ) AECEE, R, AR T 0 g
B LRI E 2% . IR AN ZH S e = Ik T R GE PR T
PUR Rk L gs s B IR . G Sl G L B B B R
APC &3l 5 A= AR RN FRIEM “faks”
55, K5I H ACAID 1 BRAID 25 55 i 85 51
RPN S RAE s AEAEBCRIRAL A TEAR
Ffa 55 AT ge & A A FE 1 RN S SRAE ; #
IRHR B R AE OR B R V2R L8 FasL 8¢ TRAIL
VPRI T I bR MG SRR (% CRP 28 vh /R H Bl
BTSN N T 5 S0 I = ) R | S 7 T o
Niederkorn 25 * LA Mt A li—— “ AL
M, ALV, AEALZI BT o A5 S E MR B IR
IR RN R AR . SRR 5% . MRS
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( AL, SRmiE RARE)

AHATEREREXHESHERREL (3)

E @655 ( cytomegalovirus, CMV )

CAAF £ 95 % ( hepatitis B virus, HBV )

LAAF K A @R ( hepatitis B surface antigen, HBsAg )

TARAF K Z AR ( hepatitis B surface antibody, #t-HBs )

ZAAT X e #/& ( hepatitis B e antigen, HBeAg )

AT X e #tk (hepatitis B e antibody, #t — HBe )

TAAF X A AR (hepatitis B core antibody, #t — HBc )

AT KA S 9% 3% @ ( human hepatitis B immune globulin,
HBIG )

451 A% % B 4 ) 7 ( calcineurin inhibitors, CNI)

#i8% ( ciclosporin, CsA)

#, %, 3 3] ( tacrolimus, FK506 )

%85 L8 ( mycophenolate mofetil, MMF )

B W v ( sulfamethoxazole, SMZ )

RAT e CD3 K. #4 ( mouse monoclonal antibody against
human CD3 antigen, OKT3 )

FAT a0t %o, % 3% & ( anti-human T lymphocyte immuno-
globulin, ALG)

FIR 20 F 3k & @ (antithymocyte globulin, ATG )

Kmie - B o a4 % R B A T ( granulocyte-macrophage
colony-stimulating factor, GM-CSF )



