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The research progress of antigen presentation by MHC molecules
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Abstract: The mechanism for major histocompatibility complex (MHC) to present restrictive antigens, absolutely
occupied an important position in cell immune responses. It is still a hotspot to study the antigen-presented
mechanism of MHC in immunology. Although the mechanism had been studied for nearly 40 years, and the basic
presentation ways had been elucidated for 10 years, some new processing ways and specificity for MHC have been
reported in recent years. Totally, the antigen-presented process for MHC molecules is very complicated because it is
related to interaction with many proteins, chaperones, et al. In this article, the latest research development will be

reviewed, including the production of the restrictive antigen presentation by MHC in cells, transportation

intracellularly and extracellularly, and the cross-presentation for MHC molecules.

Key words: MHC; peptides; antigen presentation; cross-presentation; immune response

F AL MR A 1K (major histocompatibility
complex, MHC) J& %95 R4t 1 B ZH 5, 5t
Priseh s, 1EBRENEPUE RGP AR R T
EL G A I B ARk BT . MHC FE ] f HLE AR T gE,
T S H BN ZE, B George D.Snell. Jean
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WL T A K & B Y. 1975 4E, Doherty Al
Zinkernagel ! 7E f 78 /) B 5% %0 8 & N FFIE B T
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BB L4 % 25 (RHCMV) B4R 3Rk 4 %
SR BE B (SIV) AU G, = 51&E SIV §f 7 1k
CDS' T 4 i 5%, FF AL —FhALRE CD8'T
Y0 A 75 S S8 MHC 11 29 F 1 PR i) B 721X
MNEEF, — W R X 2 (cross-
presentation), B[l MHC 1 284513 2 MR T
JE O Rk Ah, Mad (YY) & A E T E M
oAl 3& A2 B I = 0] B MHC 11 289 i 2 1
FrBL, MHC T 28544 7] 5 U M40 5 00 & 4%
HH %R, CD8'T 4 g i MHC T 2[R il [ 1 AN W
B E VA . Bevan ¥ K BL CDS' T 47 EAL
X R G, St — R 5 R IR % A 48 i B IR
BEH G AR T DU 1S E 0 MHC 12877 1 IR
HlPE S AR EEE T M (cytotoxic T lymphocytes,
CTL) Sy B2 o IX TR 746 7~ A8 1 B 5 7T RE
it MHC 1284y T 8. R JE AR & Pl & 2t
LB AT LATS 40k FE MHC 12850 1T 2524 Y, XN
P 2 ARV DR R AL 1 LA

R4 T MHC 1 28F0 1T 2853 P S izt 2 AL
AR KT RE, A SCREER R MHC T 26, 1128 R 52
Nih R REITERA .

1 MHC IS FiEMILEENHERER
IhgE

MHC 1 64 Fofi THEZARER ", 5
22 B I B AR PR A A B ) R R DT EUIR (W R EE )
7£ N J5i M (endoplasmic reticulum, ER) H 45 & Al fik -
MHC I 255 & A I i 5 240 M R T, 0 AH L)
CDS'T 40, i HAILA B CTL, KA 2
PEAVE % SR PR . 3 2 i B0 40 i e 58 . 2 R0 BT
ML P o8, HIREFRA MHC T 28R Hi) 4 b1 5
#EHLE M. MR, 7E ER HRAES MHC 1284y
TE5 A KRR [ B R B 1 DR AR AT 4 N
UL, i 1 Fros.
1.1 AR in/EERRKIE

REHPUR RO R ER, A L2 E
JE I WA RL A N AR RDT 5 A ) JE e A R A
TRV BN AN T, IS0 B A% 41 Listeria
PR A RN Listeria YW 2, B 0 LG IR
T WA I Aof 4 T MBS 0 3 B o b T AR
Ji 2 1 E 20 M 5T A onT DAL R S MHC T 28 2 JA) ) %
2, WU B H AR CE — R 50 Fe i e R AL )
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IEIEMHC 1256 2 AR IGZ — RV MR . 1, Pl s OmAaREAE, 74 NIk EIE TAPE NER I N #k /2
MHC 1284 F BT RE & . IK-MHC 1388 & 08 I ERBESOF s R S R 502 B IR T, K0 s ks 2245 CD8 T4 «
MHC 1287} T 7] IR EEE R 2400 . ERAD: N5 AHOCEE Bl EPAP: BT AHOCIKISEE: ER: WBTM; B2m: P2-fif
BREEAH; TAP: HUsil CAHKRHIZ4E; Ub: iz3; TCR: THMZ4E

Ell MHC I Ri%2iRE"
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(immune escape mechanism), PL4E K5 5 7E 15 F
PIAFIE I A MHC T 28 70705 75 08 J8EAEC S SRR 14 H
SRAAG YD (natural killer cell, NK) WS HE, Hn#r4m
JL 95 B PR AT B D) se MR SR I MHC 12897, M
e NK i M. fEppmani b, SRR AR ek
ot B SRR B B R AT DL AR B MHC 128 75+ 2
CTL YUl 4R ZR AL o

R MHC 13877 138 2 i 5 8 A R 2 HOk
Hauf s, Hifad R X =rhhliEa s
5 MHC I 2638 2 i& 42 ", (s -5 5 50 f 5 i
I A T KA AR AN B AR R AR, 72 ER
AR T REEEIK, A 22 g 57 & A B
IKEVER . Ak, A% B AT DL E e 4 i A%
AR LB IR 2 3 MHC T K507 L.
1.2 MEEAEEAMEER

AR N AEAE BRI A, — PR AR
EReE, WAMAREMER; H—MEEr=E, B
12 3R A AR 1842 (ubiquitin-proteasome degradation
pathway, UPP), ULK 2. J53& & — P B4 = P
T 1) PR 5 HL RS B R O PR AR iR AR, e KB4
MR R, AR T A e R A&, 2R
(ubiquitin, Ub) /& —AN 1 76 AN FERR A R/ NE
BRI EERT, AT EREDR Y.
T B (proteasome) KZ REAME A, BE

AMP
= af _*E)&
Prﬁ lM ultiple

Peptides

B, UbHEBLEA, KRAAMPHI MG, UbilidFlafE B HIE

TR EK R, AT 5 R 4T
W, 2 AN 19S 1 MR R 45 R AT 1T A 208
A IEAZ ORI Y, S50 B — AN B3R
FUSUAD B o I HERLHE 51 21 Bl — AN 2% 00 25 i 110 6 A
TR U, R A RATE AR P AT K TR, FRARYE
LR RS EAR . /£ UPP @&
KH) 3N REM——Z RBE EL. ZREAH
E2 filjZ 2420 E3. REZHE N, Ub i %
El 3%k, Ub | 76 fi7ff] Gly 5 E1 | Cys 53T i

e AE IR B IEFRAE 2, AR5 e R T e 72 2
E2 ] Cys. LK, WAL Ub M\ E2 B 4% 21 P

Fetk E3 (1) Cys k%t b, ¥z 25 BirE B,
R EZ R A, B 22 s o s ke
IEAEE R, TR SOIRZ RiZ R Bk (DUB), It
B /DA 44 Ub 54k, 4 Bedk s B lgiA 19S 1932
&I, SR BTV 2 Fr DUB. S H 78 & H B A
MIFERR, BN 3~22 NEIERRIRIE MM 1,
HEBARER AR R ZHIN C mkss, Frilr
AR R N K i

MHC I 2871 i 2 W TER SR R, HA
Bl PR E B IE A Z IR, B CT) K
JUR B e B e AH B2 TR ORI 1R 22 K AT AS RE A
JRE I CTL AR5 P2, kbl B2 5256 (pulse-chase
experiments) & 1, KL MHC 1 359 F A RE4E &

Protem

Substrate

Substrate

Cycles ﬁ

P

26s
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® [20s
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HK, WEEHIUb N2 R 2R = EE3 |, IR

Ub5 HINE AR, fHNEARMAEZRNL, FHDUBKIEK.
B2 2 RZEAAERIRE"
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BIEE MR P, I Hix e MHC 14> F K@it
ER #4245 (ER-associated protein degradation,
ERAD) [#fift. BRMIIKRIE (IX 5 8 A& RN A
%) PR MHC T 2850516 2 IE 2, HE S K
Al RESZ B % PN, TP E (IFN-y). e G
(ionizing radiation)”" 4% 7 1 %14 microRNAs™! 2
BRI, fEIXLLKAFN, HOEEFE N ER
KA B AR E A R S A, L& . MHC T
Ky Tk B 2 k4 (peptidome) 1) 75 B, i HL B
T 2 MK BE 20 MHC 1283 Ji i 2 7 A &
CDS8'T 4 i B (AR EE, CD8'T 21 iy B 1 ik 15t ]
FHL 8 4 S e S SR g S B B9 7 40 M Py R 400 e R
- IFN-y &b B, i i 38 hn % s &l 3 AN B #i i) i
EI AR AT By By AT Bs; DA B 2R 1l B 34
3AEEEE By B, AT B, SEIREAR T HE A )
JRPVRE S, fid e A RS R B A R AR i
AR, HEET MHC 12836 2i&1t, (H'E 5% IFN-y
M52, PR MHC 1 2808 g8 252 3] IFN-y ik
sz B,
1.3 ZRAMNHREREE 2N R

R E B R A R A I e SR IR AR AE
Tamp i, T MHC I 2871116 BAE ER 1,
I, 75 B R e S S AR K R 40 R T s B
ER, 7£ ER 1 5¥ &M MHC I K5y 7456, X
Pl — R E B 3 RIS RO PUE DD AR O
1z 4k (transporter associated with antigen processing,
TAP), TAP & #1542 0] L4 TAP JEAK #i %
0 TAP Mg 12 B7. Hoh Fi R Ik DL ATP 3R
15 TAP 4546, /5 TAP KGR P& 2 s BRIk .
TAP RiF ARG T Z R M, TAP 455 K7
FIAE, HEMWAFE. TAP & 2 s EKE
T2 8~16, JFRfill Tz C Rim (fEAFK) 8L
BRKYE (£ NEF/NER, ) 2 AERE 1IR3 MHC T 285
T b BV PR (AR B TR 22 KA 7
EIE N TAP $iz, 1 HAEE 5 MHC 1 287> 74546 .
MHC 1 287 1 2 25 118 A [F ) MHC 1 2843 1
Frai & Z AE, Frbl, FEfEfER 2w e S
MHC [ K5 7455 Z IR HE R A LLFEAE 5 1) 2 Ik
AT H N I 1 1045 5 P S B2 iE N ER AT
B TAP iz ™,

TAP % iz HL 7 K 5 TAP #H ¢ & A % V1A %
TAP MG E H A — M 44 0 Tapasin 22 H, "€ XS #T
AR 2 E MHC 1284 F B A 51 7). Tapasin {2
i TAP 3 N MHC 1 K77 8RR IR 2k, Xt

R AT B, HARHEIRZR S MHC 1 85> T4 &
i ik % 31 TAPBPR (TAP binding protein related) /&
55 Tapasin A %25 1. Tapasin 5 TAPBPR R4 22%
FJETE, #5 MHC 12851454, Bf15 MHC 1
FEL A2 ARAR), TAPBPR H A 4% TAP k(13
fit. 2015 4F, Hermann 25 P % ¥, TAPBPR {E Jy
o A ) M R, 7 A o S OR o o AR K S
MHC I 454 . TAPBPR {4y — /™ ik 58 #ee () 6 44 571,
KU T MHC 1 285y 73 2RI ThAE, Ll TAPBPR
J& MHC I 284552 1 FEA .
14 WERMFR-MHC 1288 & 1RRILH %

k#3221 ER J5 5 MHC 1 84> T 45 &, TR
ik -MHC 1 28645 &4, MHC 1254 77 ER 1 i o
BEFD Bom ZH AR, o BETE > T AR W 2 T 145 - 45
% HE [ (calnexin, Cnx) FVE 15 70 1 A8 - 25 25 A
(calreticulin, Crt) 555 Bl T 47 & & B 24 1 — 84K
Crt BTt R 44 N L MHC T 697, &
3 MHC 1 2543 Tapasin 2 7] ()4 HAE F 5 iz
2 P 2% # MHC 1 2% 4y 7. Tapasin, TAP, Cnx
J Crt R AINEE &) (peptide loading complex,
PLC), PLC HARAI Az MR m ks
MHC 1289 T 45 & 0 Re 1, B £ Bk s 280 28 21
MHC I 254> F. ik -MHC I K5 &1k J5, PLC
ME AR B OE HiEid BR 456 R4 7E 4N
i bk, el R RIEEEAER. 2015 4F,
Blees %5 P2 $2 ) PLC @i & 7 JF < 4] MHC 13§
5k nEk B, BT OE o ds i | B B R
MHC T 283 2k, E TAP iz & A
hiE 5 MHC 125 Tapasin 52 % ANA] /b 1) PLC 2H44:,
H3958 MHC 1 289 7 133 £ 3% . Tapasin t 7] {f
Rk AR S, £ MHC 11 2851 5 i3 S ALH) b ok 3%
e X (3 e Vi =) e S P S R 9
Tapasin W47 7E FEUME MR E Z L, BAERH
A o

HAEMIERRI B, 2P 2l i A &2 50
PR AKEFEN ER, T4 MHC 1 2850 14138 BY,
ki TAP N\ ER o1, Jfifid ER- CAFFE I 2 5
JikHE (ERAP) 12875 MHC 1 KArgE & KRN, 2R
J 454 FIARAR MHC 1 285 F ] g . — H MHC
I 507 b2 K, B A %) Tapasin B A5G 7,
SRIGIK-MHC I 28 8 & i 12 3 = IR 2 & 1k
(Golgi) BEATHE—25 (i TAMEME, MTi{E £ Bk GE
R FMEER. 2 MHC 12649 TR RH o
B -pom ZRAMGEAFRE M, EAREM ER #5123
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Golgi. ZF#if MHC I 2877 4 4% iz B 4 i it 42 2
F R AR, 77 AR B MHC 128 885 TR B 5y 1
7E ER 5 Golgi 2 A} . AKfgH MHC I K145
G IKZ ERAD @75 MR I B — AR 2 58
—%I TAP #ia ., IKK¥i2 %] ER it MHC 1
KeEAMAR MHC 112K, JEKNAHA : 5%, #
A A MHC 1 28 4y 1% #2 51| TAP 41 Ji i 4 J5 11,
EATPOE IR E, R E @ TAP 8 )ik %% 12 2 ER
B SR, 7E ER H 4 ik 45 A B A i MHC
L REERT, % B — PR A TR E A
Ji (invariant chain, Ii) [ 7,
1.5 BK-MHC I8 & EMERENRIESER
B

ik -MHC 1288 &1A7F ER LRI, Gz
# Golgi, L & Mt/ F ¥4 12 31 41 i % [ 34T
ik, A FPE CDS'T 4 i, 8 4s4 MHC
1 257 (1) CD8" 524 2 45 X3k ¥ 40 . S e A
B MHC T 2847 7K Py JR P s 245 NK 41
M sk CD8'T 4l Ji5 , 24 e i P9 % /E i (endocytosis)
5 MHC T 28 [ ie B AR 38 AN [5] (0 40 Bl 28 7,
NEZ Uil bR R (S A E g b Y v %
LA SR P AR 9 7V R B A R s R A e L
gE A 2 IR AS 3 MHC 1284y 7 #5038 i Wk 25
M SR AR A IS R E i Y, XA BRI AT
fE, OE HeLa MM dtAT 7 2 B0 5L, H a2
Ui 5 RE [ B % AL G ADP K% B JE 4L R 6 (Arf6)

GTP 45 & & B ™. 2012 4F, Zagorac 25 ™ Hf 57 )
W AFVE FH 58 285 & MHC 1 F1%5 %, MHC 1 45 51 1]
Wi Ae, (AEA 5T Arfo JLE fir, %% MHC I
M TE P E A FE TR M R AR, 1T MHC 1289 118
W B AN FE—NEIRE, WFE—HT,
1 Arf6. Rab22 2& 4,

2 MHC IS FiEmLEZENHIIERER
Ihge

MHC I 261 MHC I 2879} § = 4E S5 K AHBL, 35
HAZ AR 2R Thae ™. MHC 11 447
H5RZHE & 0B RR R ML, Bk, T
MHC 11 2875 - 2 HLEA B T4 6 B & Sz Mk
i 4 MHC 11 3843 738 2 AN E MR, anS0m
B SRR BT A, EE I e 5 i S 41 MY (antigen-
presenting cells, APCs) 1 DCs. ELWg4H iy F1 B 41 i
SR A N REEZ K. 25 MHC 11 254
FEENESYHRETARERE, 5 CD4 Hbhik
T % EL 40 i (Th) 3 524K (T cell receptor, TCR) 4%
HNRN=0FEEY, WS CDA Th, fif Th 14 5E I
LRIEAHRLME R 7, 3R R, 51K — &5
P A 2 o7 2 7S, R IE A0 P e A2 SR R )45
PR 2R A, Th 40 #7811 50 9t i 7 8] B
FER S5PUR L AR MHC 11 28> 1, #Fk A MHC
IT 28 PR ) 4 (¥ 0 D et 2 L) e AR R AR ) 3
FiR e

Uptake of

Processing
extracellular

of internalized transport of

proteins into proteins in ass
vesicular endosomal/ °'m°,e"¢,'ﬂ'a"sc
compartments lysosomal to endosomes
of APC vesicles

Biosynthesis and

Association of
processed peptides
with class Il MHC
molecules in vesicles

Expression of

peptide-MHC

complaxas on
cell surface

Prnt Jyvsosomal

L8 N Cpegt

protcasome — "q\
g b 2 MHC IE
‘ = { gg)

g0 |
oo i
RN S
@}; pfptlgi\ ﬁ
,x.:.—.-:-*- NMIEIC TX

I

A0 B AN LR I T & AN BAE SO iR . MHC T84 F 5 AN BB CLIPA &

BB BN, IR, HRARK

CLIPiE I DMET B2, FEI A =4 (Pt JE IKBE 5 SMHC 1128 7454 . HLA-DO: HARIIZEMRE A, W] LAY X DML 2B
CLIP. CLIP: IIZEAHEAZSREE; Ti: ANZSfHE; MIIC: MHC 125 =
[E]3 MHC IER&I a3 2 L E)"
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2.1 FEEEMNTE

HI MHC 1T 287) 73 R G2tk 2 Ik, REZH
e WA AP IR 3R, JFd i 4 1 APCs N AEAL
(internalization) Z|1#% N & (endosome) 7= A= [¥) 7 4
PiJR . Burgdorf Al Kurts " AF 58 K L, AN $ R
TR LI LA @ AR A, RS G 5 A0 P 2R BT
HHOFAEN®RRE, W BRI EERAN, H
Al Ll i B 41 8 32 #& (B cell receptor, BCR) /1
MHC I £ Fhilsis 2. ARF APCs 5 & At
JR 45 & A A A 1 RO AR 7 1. A SR 4 i
(dendritic cells, DCs) F1EWE4H fig (macrophages) i it
WUV Z AV S G5 2R R R L, APCs
A LGS & 2 O A 0 s 7E 4K BY. APCs 4
SRR B AR S 3k 8 H (B cell surface
membrane immunoglobulin), [K A3 f1¥E &, Bf#
Y AN AR AR A 2t A S5 A R A 7EAL B2
Dot MHC 11 29 5 52 003 A 528 s LR R
PR IR H AR S 2k 8 H (immunoglobulin, Ig). i
2 H [E B (free cholesterol, Fe) B #E 4 & 521K (lectin
receptor) LT & — Nl AT SRS . NTE)E, HEH
JP IR E AL T N AR BORLA AR 10 N A O A Ik A
(phagosome), RE5EMFIARIG ™ EFEWL, FROVEME
TETEHAR AR TR . —SS02EW), 4 Mycobacterium
M Leishmania ™, " ATA] LAAE 7 Mg A4 4 & il A 47,
PRI TR A T — AN AR ] A4 kR

Bl A EE, M E AW U MHC T3
At MU E EE N B AR AT B A 1 i AR
o H B AWE ( H W, autophagy), FZ & —FFfF
fif 4 Mo B ML, e 2 AR N A
WL BRI AT A AR 1) i . fEIX %k i&
1, B TR AR T 25 B0 v 1) I B X APR B T /)
& (autophagosome), IX~id FE 75 H H Wi A < 5
(autophagy related gene, Atg) & 5 ¥, Nedjic & &
WEFCR I, A5 K5 W /IR (1) Bz o i 1 1z 24 e
Haf VAR S 2 A RS, TR E 5528 T
YHARIRIE, 7F AtgS” /N BB BRI 7T A R B AT 1 A
SR D BT BN LR . RN 2 Atg8/LC3
G, BB AR E M A RN, AT
587 MHC I1 2840 7 3% SR B, Wk, @iy
Wi EH T 20 B VR A A T AT fry BT — e 5 11
Ko FAHRIMRIE T RES, BIEEmeE, W)
DLYE 52 3 e 4 i p B2 0] A i P A 22 ik gk N MHC
K0Tl 2igis, Xl age — MR bR i
IR S CD4 Th (LA .

22 AENEBEMICHHMI

G 35 P S5 ARA ARSI 401 4 35 435 H BT T R B
APCs BAT —FlRRpk e A U AR BR =, F)C MHC
11 Bg = (MIC)™, & HTE kN T.3F 5 MHC 1 264
THE G EEY . MIIC & 200K £ 2450,
Bk, MHC I RA 3 mast. WEEA
B i 1 il 25 R 2 5 Bk n 48 31 MHC 1T 2843 7 19 i
AMIEVERTE Y APCs $EHGIEAN MIIC, #% P A T4
PRIk, FIs$) 11 K454 /. 2010 47, Rausch % &
R BT A A A B (GILT) X — R 5 4M K
PR 3 S R AT, GILT (3 14w LA BE 2
W R PRI R, BRI A F) 1
Ry THEa . 18 MIIC H, $UJE 2 A I 2
HOMAEAN T, HEASIERY pH (54, MIIC
HEABRKREEMNRANEAR, CEAZ
W RYRE S, HA BT MHC 11 283& 4% 9 ik 1 4=
A B EEE B PR KR 25 MHC 1 89 T 454
R
2.3 MHC 257 FRYLA R AR B

5 MHC I 284> F—#t, MHC II 2%/} T-7£ ER
HHE o F0 B EEHBETE A, H MHC 1 284 T 75 20
BIKA eI ER, 1 MHCII K501 5 Ii HK. 8
A2 MHC 11 2R = R ARG AR, e &
A TE ER 4 PR, Wi Cox (4H) . 7€ ER i,
MHC II K =Rk LE LA T, (et MHC 1128491
PrB A RE, B30 12K T MR DA ik B
HI K744, fMFRERNMHCI KT M
Golgi [ MIIC w1 & [lia % s BF R W, £/
= T, EERDN MHC 12558 £ NIEIEDUR,
I MHC I 2577 )L %A — Mg kg 618, 1
1 L5 R IX AL X R B Al P A1), I A R R
12 (AP2) 5k AP3 & &R B, %7 51 2 20 1%
Golgi M %% (TGN) F1Ji fiKE (PM) X MIIC HEFF, Hitk
7R B T-MHC 1128 2 & W) 9 % Ja 3 MIIC,  1E
MIIC H (1) 8 AR A B AR PR, o AR i i
Bt CEsE, HZUERARE L 78 L BRI T
BN, M2, Ti f£ MHC I 2555 1 16 & AN 45 1%
U AE D, e ] DOREUAR [ 1) % 28 4 1i-MHC 11
REEWENE MIC, K5 L g MHC I 2251
ghA R,
2.4 MIICHAK-MHC I E &1 HLA 2

7E MIIC H1, 2 K H i in %k ) MHC 11 254y
TP R4 A R 20 3 IR -MHC 1T 228 &1k, Ti (1)
HERRFEIR 11 KPR 4G, ERRE AR Y
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INRE R TEAR R & K EBEE A R, L FL R
HEAWE R, WHREARRNEE TR EA
AL A 10 AR R T 24 ANEUIRRRARIE, nufif 10 2% -
FH ¢ 1) AN 28 ik B (class 11 associated invariant chain
peptide, CLIP), ‘Bif T-k&5 &8, 5H AL LAAHIF
(177 N&s&T MHC 112650+ 4 FK, CLIP &40
BeMiIBR, MHC 173745 & H8 4 Re 5 s R Ik &5 &
T Fofr ) % 2 ad ik — > Y it HLA-DM ( B/ B H2-
DM) [ FA1E F R 52 e Y, B 3F MHC 11 2%
oy T 45, 18 MIIC # 5 MHC 11 28 75 1 3L & 7o
5 MHC 11 2547 A A, HLA-DM 4§ 6 2 &%,
BANAE A M 2R T AN ik . HLA-DM 1 4 Ik e 2,
{6 T3 B CLIP A3 in HAth ik 5 MHC 11 25 43 1)
ghdy. 7E B 4ifgrh, HLA-DM 748 P45 (modifier)
FRA HLADO ( #£/) i H20), £ MIIC H HH 2 Il
KRB ZE 3 B, FE R ik 5 1 MIIC H1, HLA-
DO # % i & [ IR #] HLA-DM 3% 77, 20 ik 5
MHC T 285> Fgs 4 ), fEm P s i ik,
DO fii & DM #EiR 11 255 F & ik, DO R ] fg e
BCEEAR MHC 1T H BEAR A, SR an i 52 1 .

5 CLIP M, k5 MHC I 284> T 45 & 5%
M AEE, KN HLA-DM A 548 #e L] 5 30 £ ik
HUAR CLIP. MHC II 2890 J5 Ik &5 & R 2 kg, wf
S RZHMRS, B E KRS R A EKE
T 4RI, MHC 11 289> 745 A4 10 2 Bk K
FE— R 10~30 DNEIERRTRHE, — /Ny -] 4]
5 MHC 11 4y F 454, X NIRIT H 5 % 5w
(7)) BB T R SR R Y, i A
W i fi% A R MILLC #0 K hn #Th e, & 3 g 40 1 771
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