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GARY A.LEVY
LESLIE B. LILLY
NIGEL T. GIRGRAH
MARK S. CATTRAL

FRIK

%

BEEWX

MR —AEBEBE, BELELEIRG Y
EEE.
e IFAMC mIBE ARSI A AR RE.,

o FEMRBE A B ARSI, AL RFR LA
i

o FFRERAFFINARZ BT,

FFREAEE R E RIS RN S R EEE
PERE, 3 S G e I % 44 #5 f RR FA F — R B9k
MAEEERXL. FEEFEKIE (primary
antigen) ZFEH E EEAL. AT 9% R 5 X 5
CHR” 5 R KRB IEEH X EYRREN %
ERBMBE R EXRERMN ., Wi AR
HIE Jo % A SR 98 J B B 1 R R TR AR VR BRI R R
ERMERN. EXHE-TMRBRBELE S, BB
S BB X AT 40 M o RH R R A B S I .
W R S BERE A B R AR WL . eSO, AR
WM RE=. WER R R R A 52
B, WAREAEE. ARANASNETE
ERENEMESEVE S BF R E
o AT SRR/ A S 28 B TR A M
AE. RIEXT A SRR . TR, REk
FHR A B P ) £ B R E S — =ik .

35. 1 {1 R %% B 6 i

I AR EEARERENY
gE: O mm#EE (>1500ml/min) F{KF
Wy IR ES N, FHREAREHRERT
IEKFISNRGUE: QRBAZA SN, {2
THIEMIFAREMEEER: OFEREBNE

MR (FELEAAD ; OFHHEKIMKEHMEE.

WIS REREBERREMKBESR
BERLE o FERVERIENE R AR RLR B %
77, C RIBEE R A Toll B Z K IHFIFE
MEMEEOREMEXS T, MEEZHE (-
popolysaccharide, LPS), f§ fk. 3 #H # 1k
DNAU2Y - SR78 #6558 37 22 W py 48 4 7 e 4 IR
ZERM THEM BAKRN S, XERLETELE
B — R I AR

REREG M2 7r R ETE R R B b &
EEMEM (35D, 5B H A28 F bk
EMEELLE. FEMKEARES L EEE
B BEARM (natual killer, NK) Z4HM. NK T 44

® 35.1 FFEEASAEDMERRTERGRR/ %

T 2 20 B T ¥ ShJE BFHE
T A K

af 72 25

Yo 3 10
B 41 i 10 6
NK i i 13 30
NK T 418 2 25
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) 8
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876 [

MY THESR, EMN825%8XteRd
B, MRS HREEME. THRM B
WA BT, RETAMARERRBERE
ZEFEFNRER. BRI SR FRE
BT R T R SRR AR, SR K T AT RE Q4T
REtREMARMZONEHEEFETHAEME
T,

35.1.1 FFE%B RGAI MMM

35.1.1.1 B4

EHEFREEREAHIXIOONMHREAR, 28
G IRK R BIR DT, 3T FF A o 6 40 L A R A
MIEEMBTR R, B4 BA [ B 400 W3,
SRR EHARMINEE.

(1) BARZAGHKR. BRARXG T4H

NK 48 il 75 & 2% /) BUFI A 26 FF B o0 2 48 Al
B, AT HEX 0% EE, TAE M AR
20%05~7) FER A EMERA R M, NK 48 0]
£ik 90%8~10]  NK 4HB7E 1976 8 Wisse &
WRZABEAMR (pit cell)U, B TFHEN
E. BMERRENEEAGHEAKRAZANIES,
EXEAESE5RRE. AENFERNERHE
BB B, NK @5 T @A F,
BEZHBMPIEZE, EMMIIEaARE FE
SRS ZEERN, XERTFEEY TH
. IL-2, IL-12 f1IL-15, MR BZREE & F
B, ENERREXES 252 RREERKH
B0 % B 2% ¥ 3], (immune receptor tyrosine-
based inhibitory motif, ITIM), W& % &4
#HiR5 HLA-A, HLA-B K HLA-CH R 4R
KRR E A ZEK (killer cell immunoglobulin-
like receptors, KIRs) FliR%| HLA-E g CD94-
NKG2A R B Z &I, KIR REPH —&
BEWERARBNERE, FERZ ITIM,
115 DAPI2 LB, XR—FMEFREZHK
A% 2 BR K M1 A9 15 16 B 45 My 18, (immune receptor
tyrosine-based activation motif, ITAM) K&EBL
AF08, NK KEARZESE CDI6, MR
BHEH G (IgG) M Fe 2, BN FHEK
itk 40 M # X W (antibody-dependent cellular
cytotoxicity, ADCC) #1 40 fd B F & 8 1),
W ZREEEREE XK NKG2D 4 F, B
AE5NEBESH MICA (HFEARPERARHE
MHC-14¥) Mg &7, Kb 7 CD2,

1{7 FEH) HESEEE. WEOSLRBRS

CD11a/CD18 (HAHMEZHEEM X HTED) . CD69
CD49d/CD29 (k¥ E SR, £ 5 NK 4
REFEL. —BRAAEZTELAEHEHESY
(major histocompatibility complex, MHC) 1 3
HRERENELT, NK AR Eme, £4
MR ®E MHC #E& T K, 5 oMk 20m 3 R 3
B, NK M EBBRE TR, X—BR WK
J NK gfEdRE “REBR” RS, Eik
B NK 410 7] LA S FFLR KB RS %, IF
BR—RVLERF [y THE. MEBHREE
F o (tumor necrasis factor a, TNF-a), Ki-B
W40 e 45 7% 1 3 A F (granulocyte-macrophage
colony-stimulating factor, GM-CSF)] Ffi#51LH
F [ E w40 Ml R 4 E B la (macrophage in-
flammatory protein la, MIP-1a), MIP-18,
FHMEER THRREMSWHET (regula-
ted upon activation, normal T-cell-expressed
and -secreted, RANTES) ],

NK T 40 ffi & Rl at ik NK i fitr& (A
Hi1 CDS6, /PR A NK1.1, DX5, Ly49a) #
Bk CD3TT 48, &15 CD4+ 1 CD4~ CD8~
Hif. NK THRINEEFERB IR CD ¥, X
HAEBRK T HKEZASCE. X4 HEEE SR
HMEMBEEEB T MELEHYH CD1 4+F. €
5THHRZREERE, REBRRKENRIER
F (v FHE. TNF-o) MIFLERTF (IL-4,
IL-10), X MN#F—FUEELT NK THRAER
EEWANINE, HAEREREMNEEEHLE
ZEERE —-EHFRM, NK THARS SR
MUWITERB. RREMZBFRBEM RN,
WBE5FRLRERMIE R, BRHARE
B, NK THEATEETMHFHEE THARERE1
# (T helper cell subset 1, Thy) ®ZEXEHH
BeammgEn], B ZFNRTRE,
NK T fi7EAFERE, AMENEXLEERTP
B FE R AT RE S R 18 2 (26270,

(2 THEMR

55 A e, B R B %k CD4 1 CDS
M55t «fT g8AR7E CD3* T 4 f =P BT &5 19 L4l
—88 (40% %t 70%), SME M+ CD4+ 5 CD8*
ZHHAN 32, KEEFAMBEDS, BE
ik CD8a £ 1 JG CD8B 4 (CD8at 87 ) MM
sh, BFHES A B £ CD4CD8 X BH # (CD4~
CD8~) Bt W PH ¥ (CD4* CD8") M T 4 M.
K 15% 8 T ApERL vOT M=K, WmorE



MmApbF 5%, SRR T 400 5 0E T k.
/LB B G L R 3R R S A ) 40 i BT BR VR T AT N
c-kitt *ﬂgmﬁﬁfzs,xo] .

T 40 ML & K45 F 2 &R 5 MHC T 3%
(CD8T™ T 4l EEMEZHR BRI %
(CDAT T 4D o Ffa, FEBME. bR
REy s, —MAHEE THRRENERER
NMEEBERYT 7., REM-EVHEEE AR,
HBh T M o B AR, BPRRA IL-2 A1 Y
TR (LS4 S i Thy R 11-4 0 1L-
10 FAR R MR S B The 0, X9 BE 40 M AH 5.
M. K2 5% NFEHFRE T 40 M [F) B B Ak 11-4
Moy FHE, KA The 4.

JFHE T 40 — A BRI A RTERE RIE
UK R BT ) R K WE L B AR B (CD4SROM,
CD25M, CD69%, CDs6lew)28] B4k, FFWE T
LRI R B AR T B2 X b o il 2
T8 A S0 R 40 B B T A 0 B B R AT A B
WHEL, BRMIAREE.

WEA AR BB ERARE
B, —MIAANEAREAK Th/Thy IS
MME T M. BAKPTERNEESD, BRER
FEMNMEPHERTEREEBEERR. £ 5%
MR RMIE LIt AR & R vOT 40
W2, W R KM B R E b e
Alyi=se] HCOV R E MBS RAR AP b %
BOYOT MMM £,

35.1.1.2 REEEHM

Ve o AR ML o5 R N B E E v A Y 805,
PEE SR A MR IE T B a8 40 ME . J5 & LA ¥R SR AR 4
EERETERE, RESURERAER. %
MPBHIFE TR RN 3~16 JH, REELHAMRAE
BAAFREERAFE, BEFEFETIIRERR, L
B B e A B AR RER SN RITIR . PR B4
BARMRKEE, GEIUENERMER: ©
MBERS S BXEMEBEREHHABRE T, %
EB LY R (eicosanoids) . &M & M E K1k
&%) (nitrogen species) (F£ 35.2), X4 E
S50 PR . B B R R M FRE A e
BT 40 B4 £ AN T RE B A5 0570 . AR T 3 O 4R
Ty HE B $8 B X T 15 7 A 0 4k 5 THOR 5 DL i
RIBEMPAMZ X EEXREER.

BEFT 7, B I b i 700 G L BEL BT 4 X 9 4 B
AIZHRE. BT LABY (kX4 3R B [T BRI S it 32 ) i

35. FFHE 5 45 89 £ K 3

e

F35.2 EEHAMBHMNRREES T

11.-1 FHE /B/T
1L.-6 — & ILE
TNF TGF-B

11.-4 i3 R %
I1.-10 TF

11.-12 Fgl-2

11.-13 &

.-18

IL—F#s E; TNF-WERIERT; TGF #
K EF; TF—HHARNF; Fel-2— 4 EEQREFEE
H 2,

SR Thy X 5T R 895&E BE RS, MTTIE SR T
A 3 B 40 D 1 S 8 T B AN SRR T 32 R AR .
5 20 gt 5 FP R A IAH B R A BR 0L
HOPT IR A o v PR A0 B AT LA 3% 5 A Al o 4 B 7 AR
TN BN — AR B RE S,

35.1.1.3 FEAKER

FFENEMARME T - MERME R ERE
K. ENMERTREMNEK, i BS540
FIEEE M. NK 4R, R REm. R
EMMESK. PUEERMMATER, I
ENRMROEHERREZHE, O BERE,
FH BB WGP 5k LU B b $ i I 89 BE
FEEFEORUZENEERZIANEDRE
. BTS2 P9 B2 40 i 5 R 2R 40 B A i Z AR (LA 3
H, GFEREE. nCHREEHFENEEST. XHR
EAMAREERIFVEMRAILE, HHREL -
SRR PUERZE, MHBEZE. HERZEK.
Fe Z 0k, DLRHIE % & 0B 5 5 0 40 B A 25 Bt
SFMBEMIEREGEMAE T iver-specific in-
tercellular adhesion molecule 3-grabbing non-in-
tegrin-related protein, L-SIGN). J5:3#¥E#E 45
MAHEERPREEEMREA, HSE5ALREHR
B T IR ) R R AR DO B PN R A R A
FHE [ & Myl JE AL 8 M X 8 & (cransporter
associated with antigen processing, TAP) # {2
W ERBALA MHC [ 855, BEHELXE
BT CD8TTHM. SHMNEMEAR, FE
W MR #58 MHC 1T B R F 4+, B
4% CD80, CDS86 #1 CD40, 1 T #HMEiE
B BREFRESMTEY,

EFRELT. FENEKARSHEAYAHAR
T F AR ELAE AR 8T — 2R B B9 R M RR 3 A2 ik
(tethering and rolling receptors), Efl/@ Fit#



g18 [ ) J #aun

RXBMBREREABRKE . — BHHEIK,
NEAHRERREBLEF. EESHRF GCEH
MK EHMARZERES, I—UdBEEIEEM
NEEEZERHERS], BUNBERSAEK
R R K REIRE H P2 (counter-
receptors) 54, REANKREEHEEHEL
MELE L., EEOMARFTINKARBTIHA
bl S P R 4 OR R] B SR 9 4 R
RIBZEHER, AXNEHITEHBHARRLZIAE, P
MLEFRANCHRIABFENLREPE
ERT, B gl e st R B RSB R %
PR R R00-19) S o 4G A I I S B AT
REAH K A BB M EAE I E R/ AR R R . i 4
M EE, MEHMED 1 (vascular adhesion
protein 1, VAP-1), —f R —RB&EXH I
KEEBED, W RELE AT 52 P B 40 M 1R M 2 4H
MR PR EEERN S, Hih— 5T, 4
E IS 4 B B B 2 F 1 (vascular cell adhesion
molecule-1, VCAM-1) F % & #h ht & 40 B % Kt
4+ ¥ 1 (mucosal addressin cell adhesion mole-
cule-l, MAdCAM-1). 17T L4 & E 40 i &
ATFHEHNEKAK. VCAM-1 ) F B EMKIT
P& T RER. ™ MAJCAM-1 W78 fF B &
R IER RENT,

JiF 32 9 B 400 D 5 VA B2 440 G ) A EL PR R I 45 5%
UL Jmd 1] F 7= A g T 3% . 18] CD4™ T 4R ff 3% 2
RS RET W The A F (IL-4 A1 IL-
10) WA T B, B RS, FEN
B al @ CD8* T 40 fusc LRl i iR
SERTE A X B SR MR BT A B RE AT
FrEMN R AMIGI)S . R CDST g%k & T 7™
HEMBETRES, AL REEHAREER
A ZONE 40 B . WL P R 2 P B A B I B IR 3R 4R
5 2 B P R i 3% B A R BR Y

35.1.1.4 MRRAM
WRERMBWERTEHE, BRKESAHIE]
X gk AEMEIROWMEREE. B4
LR E EERRIMNEHEEEE MHC 11 2
PR, B0 T H b2 E 4 4 R 2R i —
B, FEMRERRAREEFERECERENH
£, WERERMKGERZRE/REKRDCY, B
W R A LA — T AR B R EFFE, B
SRARBEBURIN THIRMEE S . BIRBURHEIE
HR R BAH BT _RKERE, I

PP R F: I B 5 R A AR

B ShHUR R R N R, o B R A
B—MERNERE, AR MHC filtfE o+
CD80, CD86 I CD40 ik HE s,

FEIREMEMT A EAN R E, BB aiE
B A ENE L SR G e R, B R R
o A B e > Lsose) o H g HCV S5 iR 8
WHRERBEAHLLE, 8% HCV BRH &
F R 2R 40 I R B 20 BB S R T, A
T4 T AR SR AR 4 G 3 7 AR REEHE R & & 5 X
R AT S04 it 32 fy S 59600

35.1.2 RAHEHERN

B RN R B — B BOR AR Y. A
. SEURFNGEAS % 51 AL M — R 3 40 B A AR I B B
A R MR, FRhmEeREHNE
H (nEER) BAtEsE5BEHAMNER
(£35.3), MEPFELEAWMCRNEH. M
HUEMBEY R A MR E RT3 1000 LA E. X
— 2L 25 ¥ B FE % 3 40 MO RO R £ 4 40 7R AR
IL-6 Fifr &, TELWERIF, TNF-o f1 IL-1 B
MAHMBETE IL-6 WEEZRBEAT, MAH
LPS REMAM™AH IL-6 WEEENIESH.

*®35.3 HFHEFENAMMREES

CRrRMEH 0F YR A
#ME(C3.C4.CO 1 3% JE ¥ RE R P
o-BEREH o - E G

a -FREORH o -FIERE B
HEEAR WiEEA

ML & 454 E A (hemopexin) | Bk E 5

SHRRBIANRERERENEEAN
oy, HAEKNEA W C N E B W {2340 i
FH. AMEE. AR SHBREER. BA
MsEFEA NK 4 iE . HEA NS 584
VIR MFEH, OARLEEEH. o B
EOM) Lkit#AGAE (FEEAR. 48
HED.

35.1.3 REMF

KBAE 8 2 AT RE7E 7= A S B Y 52 o A
o 1 ITEBKEASPRVURH SR TURSE R 8
RGRR S, LRBER T Z BT RAITT
i bk 19 [ S 1A B8 A4 ) 7 3 B i) T DA G, O



LT REAR 77 BEAR B M P R A AR HE R R
B O30T eGSR0 R TP L RS HE B AT A BT
T T S F 0 il 15 B 0 A O TR BeNLIR IR 2 . AE
ILBIAF B R E P E R R R R s T
A" G i 20000572 e sh, FEAE B AT E 1L
Tk ] — AR RS R R 10 AL R B CINEBE) A
PRAHER T,

b X S0 PR AR 0 S T 2 RO 2 PRI
Y e 57 ¥ 7E 19 S s 4R 0 1 — RR LR . AP AR 28 2
T RAMEANERINSRIUR. Z2ESUHA
Py B0 G AN AR LR I T T R BGEFRE. 55 5
TE 1% 7 B AR A2 th i - AR PR . A
M. REAFBE A G LR R B B
EE £ — 46 20 20 4 LA 7 A SR T A2 R T
i 3 A BN Fle-3 BE 4 ok A AT JUE 20 0 A o
AT 8 90 5 928 S A AR R A B A BRI T
W AT RS R R SRR it A7 B9 R S R, KRR
FE . PSRN, WK, &%k
i f NK 40 i 2 5 % it 52 f g Ao A
I 448 2 1 JFF 490 A 388 5t 70 I8 S R R o S R LR
HEASEL T e, dh X
AR, BDEA B TNF-8 H 1L-10 /K F B9 A E %
g, X FREZ R MR EERCD,

35.2 JIFMEME N B St RS Y

FELAF AR, FATTHE &7 5 58 5 W A B
W R AW BRI fEA BN E A B
f14 8 3t

35.2.1 BFREE®

REAMI—EHANEBSBETESRG. B2
BRiZ#H ARG EZEREh AT REENLER
By . RS FTS| A A A0 B Sh B A T -7 )
BB E. (EREMBEFRELETFH
BiE — RN GREHEMWE ., BHEEREZR
WH_ B BEAMAYMNIER, EMAFREW
LPSHilpE# AT TEKIER, WS BE L&
J3 X 3t 40 A R RS N B 40 R A LA R oy 1Rk
wE. LA FEA R LU,

LPS 7] L@ i CD14 #K#if CD14 JE 4K 8 &
REEL MR G, LPS MME LPS 456
EOMEAKRSES CDI4 MHEMER., &8 CDI4 K
=SS KE Toll BEZ {1k 4 (Toll-like receptor

.
35. BFREA 89 XK F (MSﬂj8n
|

4. TLR-&) F—F/NE A& A MD2, i fk
TLR-4 5% EE A MyDS8 %4 & AR S8R
S HF «B (nuclear transcription factor kB, NF-
«B) BAMMZAN, 5IRMEEFHELE T
HEF., CD11c/CD18 Zhlt 4 FHLa] 124 LPS
BIEESZR. 5l NF-«BRIELS -, i
A E AR A R A s, (RBEES R . 2R
s P Mk LA A9 Q8. IS AL E R C 5T
EHEE CiES NADPH S LGS 55 ) 40 i B
SHAAHEEMN. EHEEKXKE (reactive oxy-
gen species « ROS). o HE H.O.. BHEFR
PTG B S AL B 88 E D) B, BpAEAE
WA BN EEMAR ., ZFEW RS> ENE
45 40 M 7 5 RANTES {5 # RNA (mRNA)
KR L 2R 1A R -

T LR RIE R R R K #RE T
BiERS & 1L-1, IL-8 #1 TNF-a & H /& mRNA
Fe IR 7K 3 S e00d R VP R PR TT AR R RS T
JIT R Ak B8 2 0 20 2050 2 T R B v K B
B o80T BBk B 3 A M R R Y B L Y
HAHEEREAFEME, EE 0TI 5] 4 5 40 5
AFSE R, o 3 b R 4 B A0 98 0 M B
ROS. 35| &g E Mok 40 ROk . i It S BUT
B, EREEBBEAMBILRBJLE. @R
T UL R AR S R RTERE AT R AT RE
— o LR FA SRR, EREA 4R
DA T 2 B0 A B S o B A% 4 B 3 R i v B s b
HFKFEFE Y HAEARFWRE N 3 X4
k. HRARSHIFEL.

35.2.2 EHE®REEHR

— AR R RGN B S PR AR M AR AL
EYAA BREtsmRnER. BEB S aut
FE8 A5 R E ST %R L 2 W SO R A e 9 BB
i Xt 2 2R 0 2 B SRR A AL A PR A — R iR R I
GIEERT A AR (£ 35.4), IR H 5 REH
FF4. 4 feE P-450 F ik CYP2D6 #A N 2
FEM A BFPR; CYP2D6 B 731 5B B4 g
RE M HCV W EAHRRERBEMHAMZ
Ab-osd, WAE TR PERE TH PR ST Ak, 4 0 T R R e
SBE 549 E2 W (E2 subunit of the pyruvate
dehydrogenase enzyme complex. PDC-E2) X H &
PUR: X —RR AR B R AR B R BN XA
BEfE. AU AR S B R B AR,



FEHFEH

FPREGG ERF: FFIE B 5 LR HEH

®354 HRENERFL. REMEIEFECNREAMBEAHETRNREFERA

ATH
FRIE PBC PSC
I8 &
AMA : $t-2-OADC. PDC E2
ggﬁffﬁgﬁg o Anti-LKM-1.CYP2D6 | % . OGDC. BCOADC, PDC
B B b mmx Anti-LC-1. ¥ % ' % % | E3PB W % .PDC Ela T ANCA
o Anti-ASGP-R KL ANA:#i CENP. B fLE & ¥
Anti-SLA IR =Y. (gp210. gp62). ¥ & F H
‘ (Sp100.PML)
PDC-E2
T MK IR CYP2D6 PDC-El
BCOADC-E2
BiHMMFK| CDA*THR.BA| CDITTHM.BAMM| CD4TfCD8T T 4y ¥,| CD4* FiCD8*
i MaFn 3k gn ek £ KM E BH—% B T HRN E
IFN-Y IFN-Y 1L-2 . 1L-4.1L-5
e E T 11.-4 1L-4 IFN-7Y ND
T 40 0 5% 1k
EX] of of off aB.Yd
VB VB3 VB3 FRUEHE ND

PBC—F & MM T PSC—RAM BT R; ANA—HBEHE; SMA—HFRUGIE; ANCA—HL
PR R TA; ASGP-R—IEHMBEREE Z&: SLA—TBEERHE;: IFN—TF#HE; IL—AHE; LKM—F-
B WORLA s CYP2D6— 40 i 5 % P-450 A4tk LC—HFHEHUR; AMA—H&K B EHiik; OADC—2-HRAMBREAHE
&k PDC-AEMBE EME G4 OGDC—2-ER K _MBREME S BCOADC—XHARBRBRABE &G,
CENP—(#5FH; PML—AAREOMARED; ND—FAHE.

(8l H: Kita H, Mackay IR, Van De Water J, et al. The lymphoid liver: considerations on pathways to autoim-

mune injury. Gastroenterology 2001; 120: 1485, with permission. )

B JE T AT A B 2 4 B 3 SE R AR B T REXT B
B IR M M R AE MFR SR TE R AR AR DD,
mERAMEHIEE RS EA R, HEEn RIS
32t & SR AT RE AL .

35.2.2.1 BEBREHEFL

EH & REMH.#£ (autoimmune hepatitis,
AIH) 1, HIEHBESHAMAEFENS vy REQ
MiESHENSFHREX -G HEFNE. EIR
AIH, #FZ ki A $Hi{& (liver-kidney microso-
mal antibody, #ii LKM) BEFEEREH &K, 31
LKM 5H# & — 4 CYP2D6 HiR4 &,
A LLE i ADCC = #h 1k B € 51 & 40 e % .
CYP2D6 £ iF 40 ffd = T # R X 7] BB R J8 3 ADCC
LR LHEFME., R — &R ERHA, CYP2D6
WERHAFETHHERESNRE, HX &R
BB RECS, #MSE AIH W HME SHE
ERFREEBLIE 1 B (liver cytosolic antigen type 1,
LC-1)09) . AT s FFBE $1 8 (soluble liver anti-
gen, SLA)Y T B A i Wk PR B H Z 1K (asialo-
glycoprotein receptor, ASGP-R)[3%], — SB35y &

&, ASGP-RE6IF] CYP2D6%3] 7] 8 2 Il ¥k 1& 3
MAFRERE T @M BGEK Bir.
HFEERRENMEENMEREKFE IgG, R
IMTERSMEMREE, FEAMIHEN B 4R
BELEATRES S AIHW AR IR, KA. &7
BRZE [ ML 5E AT BB {4 & XF 40 B3R B B JE 4 B o ¢
MERR . AIH® S NK T fifgB A X, XA
REMTHRESE THEHLR (cytotoxic T
lymphocytes, CTLs) 4 SR,

35.2.2.2 RARGEBEHEFEL

R M IE P IR IR YUK 77 7 2 TR 1 AR
WA BEALRRIEZ —, (HERE NI HRBRH
MAER. ElRBES AMA SIRE F R4
WEMOBRTERFSRAEMBREENFRE
o010, Howg g, R AR i TgA K EF
# . #2R IgA AT RETE 51 & BB E 1 45 B9 R A 3 4
iR fE ALY, PDC-E2 45 R ik IgA HRHEM AT 5
FRELBE R SHEESIHULRESYUHTE
KNI E B, IS SRR, &
# PDC F1E IgA HEE THERLIKDIRE, SIE



MMIFET .

T ERBEE THE PDCE2 B ERFH
BHXE, HiclZ#Ed. SHME8E N REHR
B (B Thy A FIRs MBS b 488 MHC
PR LAFIZE BHERE R . Ra™4E
AR RO REE RN, B BB S H CTL Al 68
WM L ERBHRG R RER. M3 THET
#H BCL-2 ;R A4 (CD95, BAX, BCL-
x) FERRE R A IG R 2o PBC 4
MEAE T R R Z —10s]

35.2.2.3 JRARMEREMERE &

AIHS5FRAMELEBEERXHES, LHE
FEILER A B RB AR, R PSC B H &%
BMERLE . R, BEMAMERREHBY
PSC B &4 8. PSC % & 34T o ok 40
MkmEEE, BRHEREHFERELRN. PSC &
FmEFP IL-10 FIL-8 FEFAET. BAELRRK
W The S i sgsg0ed . R PSC B & 18K
B R KRR CDST Y T M0, HEAIE
EXRPTCIIEERHHA M ERESRS SHER
ERREEE SR,

35.2.3 FEHMFX

ZHHRFRBASGHAREHREFESE. T
WESMIG R TR G E R i E X
MR RBEREEY ., X — RN IREFEIR
BPRHEFHRERER AN A FHEC, FHitE
BRI E N R ER T ARG, X PLHTE
HBV Bt BRGRAEE.
35.2.3.1 ZBIFRFEE

HBV 5F 4R R EMNZEEE)S .
HAMMBIFIFRT. W DNA B A 4R
HESE RN RNA, EEAHAREMFENRTE
HE. @4 HBV Z .03 E. HBV REHUE K
HBx EH. HBV @i#EiT AR EH . mAETEH
RETR, REBFHEBEMTHR, ERRE
MmAiE. MW EMEKLY HBV REGLEKE S
MHC 1 #r+44, sIRIER»E CTL &
N . HBV 2080 E N R B E 40 M4, f8ixdf AL
BEBETRHAMEXE, HBxEATHESHNE
S, R#FHET, WesEE HBV BUg Ll b & —
;_\g{/gﬂq[uﬂ,losjo

HBV #1H Ath % 2 1t & B B BR i 46 CTL b,
W VLRI SR ARG . R EREE A

35. FFBE & 89 H A F

s

L K FVRT A% L X ) 28 28 BT LA ) 2 BT 40 i 4R 1
KWERE, B FEERERHATHREMNE
#ilL100) . HBsAg /1% 89 P 5 W o 22 R B0kL B9 TR
R AT 40 B 9 R Y T3 & O o s,
HBx & A I 2 T 2 & A 4 X TNF 8UfkdE
m#—PREA T RS,

HEE R AT AR PUREE R CTL 2
SHCEREETRPHREBERN EERER
. B HBV By & CTL KN AE X 3% 55 F1
R, HS MRS MHC 454 HBsAg i CTL 7]
L it CD95 (Fas) -CD95L (Fas B &) #MHE
YERELE KX | B (caspase, &N ERE
BB RLEREREERR —FE3 M
WRABEAARME T, 58 &4 HBV B H
5K 0 7 B AT AR 40 RT RB TR LAt 4k R Y S RN
25, UBEFE LN T I 40 M B 45K R E A
B, a0, iE46B CTL AT DL B w40 M 8% ik
TNF-a, IL-1 %{% 48 i 40 Mg [ 711100,

2T RET AR A EAREE, EEd
Bk E 7. AREF. BBEREAREEE
RSN . 5]k B 4 AE 40 M o
ARSI RIFEZRERN. REBERY A B
Hi#ET DNA e SRR E ., Tk
B 1 1k B W 20 M 1 G0 5 14 B 11 4 5 AT B R A B P
OGRS, (R HEREFHEE AR,

MEFFEHR PR B EL HMMH IL-1, 1L-6
M TNF-a KF, HFEBRRUEHRBEYLFSE.
REEME FrME T AR, RERT,
DR ERMERFMTFHRE, BEAMTRR
SEMM B R B AW E . IFN-Y #1 TNF-« 7] DL
AR AT A PR AR F RNA Sk &l HBV &
Bk, T 0 3 % 7 1k BURL &Y 41 % 3 )
HBV ®EH, EAREELER KEWITA.

CD95-CD95L FI TNF-o-TNF-R1 7£ 40 i %
HYMHEERECRREOBER, E&BT—
MEREREABREK. EINEAES THT
RKERNREGEHE, SIREAHREKE. DNAKH,
HIETLEMAEMREA RSB 2 AR, R
BRI BB, WT-HMK (Councilman {4)
PER —HER T /M, B0 B W4 Y B 95 4H
JAEM G els], CTL MMl HEME
ERSBEERRPTZ2Hm A ERYE Council-
man &, [EHMECERREERFR S ERMN
K,

4 AE 20 M B 7 ] LU ) HBV 3 5 %) 3 3k 44



ss2 [ )/

mMMEHEEH, BX—REKERERRETKEN
IR CTL it AR RS 8B R 5] MHC 44 1 HB-
sAg, W T 40/ N 55 AT R ER, &M
HFrgAE, MeREREHER HBV K12
RN FHAMRIRE ., B RYE L R fdER
A,

35.2.3.2 WEFRHE

PR AT 4 B BB 4R P 800 1R B0 R 40 MY % 0 i
2, BENRFABRRIELFEERENRES,
HEFHELURE LR VRPN RS
PERY IS 0

() (R R L&

HCV &Y J5 29 7~31 J& al 7€ i 7 4 H 3
ik, TREHFELENPHMRENFES
W, XEPIERRHMEEEAN. SUUKRED
2 B X (hypervariable region, HVR1) # &
BT R TR B e 0 B PR s AL T R
HEE MR R R 2 HVRL & Ze 3 n &
MEFESHFFENE HCV R, BERERERN
XX — R, AR HCV B 5w &k T &
HR M BEAE X LBEEANTUE, MRFRFLE
B REH AR KA XL EEE QT T WM
B ARC115.116]

(2) 20 M S 5 I 28

MM HREREMIERS 53 HCV B 40
RIRBIFIERR ., SRR E 5 A EE A
BMTHHRMERE, FEZITHREERMART
BREEMA®RI) . HCV B G k4 3~4
B, BEMEFHABERFEH CDL F
CD8+T 4iffe. 24 HCV By, HME T 40/
REMBESMENEREBIBKEASMHEX,
REEORAARERIEQBRNRAEEBRMR
#FAKEE, U MHC [RHITAS>FERSYHNER
SRt 4 CD4T #1 CD8™ T 41l

HCV B E B T @R N AERE. HiRE
REEWFREMARE FikERENER.
#F T HCV BRI KB ITHERM B E TR
BE—-"TERMNZENFREEE T ARNE,
=E - NT S N R R Y ol 2 B A )
CTL RN #f HCV R4 By T 40 Mg Z1R
B KEFIIRA R ENREREERRERE,
B HCV BE B B8 HIRFHE, HESM
MHC BRI AP REH A St m TR 233,
X B RRORE ] 2% M B AR A PR LAY

FEHD IBHERF: HEHHLRMER

BE—-HEBERSMH HCV R FRBREF
TEER, WEFFE T AWM CTL SEKR
REBETE ., FEXERE ME A F R
FHL HCV Wik, X— T HKEAEERIES
Bk HCV BB RS, 7ER M B E XA
BB % 4 HCV Mt —IEE .,

ZRBRE HCVNBETRRBERKREN AR
IRFFEMEMR A, SBUEHHITHEFRE.
TEX B S A m Al B HCV £ R CTL
FIBE R K. (18 HCV RYLE AN T 45
St & B, CD8* 4 ff i i i ¥k 30 fF LA L, T
HETA NS3 f5t CD8 T 40w 3 g g 4LV, AT
W CD4* F1 CD8* T i R A FER ™4 IFN-
Y# Thy, 7E18M HCV B AX S0 iE5 4k T 40
M—BgmEEFEANRSREILT, Habkes
LR B S E A H A E AR . F R B
HHNEAR T 4R 3 %% N T 018 0% R
R, RENIEAFTERBERFSES AN
MRIER . Bifhs@EdH M HLA FiEM &+
FiAm#E—ME, CTL 4+ B #) Fas-FasL 454
BRASIEFAKRAET. XUMEmEI K HBY
BRat T R E BB .

B HCV Fra By s U1 AL & 4 A + 4 1
. WA Rl PR R A W B A R gk Rk 5R
TR RE T @RI, b, ©RiF
WESEIE IFN R EAMBHEL, E3
FH# gz e,

35.2.4 H#HE

QECERENARE 2 K70k I s W o AR
BaERTTAEN FHF . SERAREHRF k18
HEBEEHAEHR. SHERARBRT RERE
REgEEEZH R, BWRAREBRFRIGT LK
PR

35.2.4.1 BakH#ER

B2 EHEF (hyperacute rejection, HAR)
RFEMFETBEDHFNE LR, FAEBHE
BE/NEBIBERNEERAE R, EREZET
SR ENIRSBEFREWTREZ BAHLER
iR, BZENDARESEAERARSE S, RE4
ARG IEMUTR, BOE S M R 5 6 5 3
WE, KEFEEQTIRM EMFE M EREERNEK
AR, {5 B A B Gk o T 3 — 2B hn 2 AT 4 AR R 8
fi. NEMBREM > FREVN ERABSESHH,



RHEAMARBEMRTARE FHOBRR. &5
HAR 51E28E F8 . &4 T 12 i & i R AT
PR 201 M — BRI R R 2 EIRAT
i 22 s AR

FFAE HAR AT g W FpAE S0 51 & . BIRRHE T
ABO It B A UE fig () %% 48 4 3T 56 7 7 1R 4 5=
PEFLAR2T), BRIk 50% ABO I R AS U AT ) AT #5
MW, e R UIBR . BT ARMMKE
PR BB IGIT A B TRETUS . BRATIUEA
WA HLA TR RS BEB AR E
LR, BAEENFBE HAR FREREA 4
Ao, & SUECARIPHYE B AE 78 758 AR L B 4O
5 OL R W0 RS AE R 2R B0 A i 1L TR 2 A 0 A I
Ferr Bk, HIEEEBMHXN LR, H/R HAR &
AT BE TS ABO 1f Y AS VT Bt 3 H0 38 RS 2Y BH 4 /Y
WO T, MeBTE BT R ERELH . EE A
A b ok i 8™ S B B R R BT R R D1

BF#M G HAR Z UL EFE R, HIEFEA
BRE LR R . OF X N 4 HLA T2 40R
4 T AR 7E i) 9 908 A b B A ) R I ) R VR R AT
HHLA TR E PR, OQFBEESEN—F
“HEART. R T WU A RPLA SRR E &
. B R TR AR IR E s QRN KT
Ptk S HRE LA R . P HAR
B P9 B 40 M s Ak A T R . BBAEIR AT SE |
FRkFEh kA 1gG. 1gM FIAMARL > Clg, C3
HIPURR. X5 B R A AP T LS

35.2.4.2 S&MHR

ZMHERF (acute rejection, AcR) X FR4H
MEEHE R S AT HE R, AR E LA TRERE
5~7 K. Z¥AAE 90 K LW E LI
AcRWIREREREL 5%, XS2GHTH
AEJE A A7 L2198 AcR REMRIR R Z #£.
BRI SEEME BMHEERM (HMERR
B, v-OEBEKE MBEOEKFEAES, BL
BT A AN R, (BT LR A S R B
BHHABAE. AR ZHIKRENIER, miA
I7 b 0 XoF Bk i A B T R SR e i OKT3
AR WFHEFRRDSEBEYRER.

AR PiEMME MBI ERLE S EH
BLEMBEMAFERNE MM, AR %
.U HEEHFRES. NMEXKHREGEIETEL
BME R A FE . T 40/, BAIM., K4
Mo, DAR/ADEHAMMEHOMBEE. CDLT 4

35. BFHE % 69 8 HF

|

k2, MA#gHANERTAKE T, LiF
HLA #3A5 . f@#F CTL 406058 i =] F i ik 4 i)
BEERZEDT, AR B8 HLA 15 T 4%
SHMEMEE THR T, EPIEEETELEM
HES TR THARIBRAFE D9,

TF % R 40 M 35 it 3% K I K OF A9 HLA T 2841
B A ERA I RHED, £ AR #,
MHC TR/ I KM REEME LEMFENK
MR EIREIRIS) L ER CATHER B REE KL bR
AfEAZIH T HLA-DR £k, 1 HLA-DP
Al HLA-DQ Rk R DA m, MHC T3
I RERBH L RE S ool FEERAG. R
TS 40 M 3 R e A 6 1990, MIHC 3R 35 3 fin ol
AR E R MR E gl ih” PR 24
MIThaE . mASEE S BN IRR BT,

AcR B fH 3 5 TL-4, 1L-5 #1 1L-10 /K F F+
B OX MR The 40H K 7RO, SR
M. Thy # The @) & 2«0 EA/EAMFX - LR
PR K A M. AcR 5] 40 M 45 45 R 5E T
HALE LI RARE T mE. RERAT AL R
EENLEFTSIRE. HES5 ACR W™ EBEFREA
KT, RGHRE E Rt R 5 T %
B, AEBREARNHATER
P HE R o 40 AR A5 A BT T B9 R EALE . T 4 A
T FE HEHE T i AR

35.2.4.3 EBHHR

BHHEF (chronic rejection, CR) X ¥ K
RHE E Je M HE/R (ductopenic rejection) , W] fx
RETHBAEAARAGEE. W EEH8EFTA K2
Wl MR REENSROESG. SRS
HEERER Y. HREHEA “HEHK" &
AfF ( *“disappearing duct” syndrome)™1  FF
BEAEfLRE BRI WA WA HS . JUEIRA £
FESRFERIIESE . XPVAIT IR N R 2R BORE
AME, X -ERERIGHRE, S EBHESEGE
T, AEAHR#FITHBE. FEHE. 8%
HFRFAE L, EZRRFREP S AR
2 5%,

CR B # WA ME ., LIE/R CD8T i
E4ff k¥ . HIHE & A 5 S8 TR B R b
B, AERIENEEE . MERERFE, RAA
AFehlk/r X mE M ERE, BRSSO HE
%, NS b ekm ek, Bik,
REE 361 2 J2 by BB R S A e S IO D 3l ke I



MG RE L RUST, SR, A 40 Mt 7 58
ZRHRUELE . RTIBHEEATRERLBH
REH, CRELEATHRIECREELZR T
AcR, HHTEHEX —KIRE H 6k ¥R
P,

A3 CR B fE B R Rk TR b, &
BEFFEIM CR BEBRLH T AR RIEE.
HEMBITERE, BK AREHTEENRIT,
A7 R A P T (6 78 A8 4 B9 K S 77 15 18 Bk
FL16), HLA $5BCSCBr b2 Bh Ik T A 242 fE
EIHRMEHRDY), B R T I R
mgrEHEFRmER. BCREBXRFBHEEARR
CREEMEREER, Bt BIELTEXME
AFHFAREEBRE T REMIEMEERX
— MR

35.3 45

ML RIEERY, R EREN T
FRNERE, MARASTEE RERTH
fe. FFREA A 5 H B AR RO 8 K& NK 4
Mi. NK THM. v T4, RERARAE
MEAME CPEREIRANA) . X RS A B0 40 M R R
BEEAREREPEEESAM. XBMARS
PRSI, T MM B 4RI EE, 77
I70 B 2 B FF P 56 K i 0 28 R 2RSS 2 (R 7E
EHYBR. X — %8R LR K fa] JF A
Fy Tk R 488 B 4 0 S 08 L A R 47 JER 0 0 328 T 2
BARIGEE . 25 T LT B R RO X R R
B, BESEASERNRE., YRIIFR
12 3k S BB 0 B RE TR 2 B DL B & T M ao et
1. $EA T AR AL X 2 R TG T AFAE A9 S A
BB .
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