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Research progress of MHC molecules in tumor immunity and immunotherapy
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Abstract: Malignant tumor is a major disease endangering human life and health. The major histocompatibility
complex (MHC) class I molecules and class II molecules are closely related to the occurrence and development of
tumors, which is paid more and more attentions in recent years. The expression and regulation of MHC class 1
molecules and class II molecules can interfere the proliferation of tumor cells and induce tumor immunity so that
they can inhibit the growth of tumor cells. According to the theory of antigen presentation and T cell receptor (TCR)
recognition associated to MHC molecules in tumor immunity, new treatments should be discovered and acquired
clinically. Therefore, it is very necessary to learn about the research progress of MHC molecules in tumor immune
and immunotherapy. In this review, we will summarize the structure and function of MHC molecules, the expression
and regulation of MHC molecules in tumor cells, the realationship to tumor immunity and the application of MHC
molecules in the field of tumor immunity and therapy, which will provide a meaningful reference for tumor
immunity and therapy in future.
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ToVEHAT TR S, FHRE TR a7 1)
Jei B, B R S R A R R, R e A
IT W IR T MR ) E T . I R AL O
TREE R TR B3R HEBR AR CA4ERFH LA 1) 1R
ARG AIN BB BE 7T, LT REER KARFE |
& EAH S 2% R 5 & (major histocompatibility
complex, MHC) 73 13 S ¥, ¥ MHC 2 1-iz [
T IR 200 = R IR T AU AL, IRATER
MHC 4355 g (1) 5¢ S AUE - LSS R MHC 2
FIEAT IR S5 0T BRI o AL FEE R
MHC 43 FII45K The & MHC 4315 il G fi
YT MR T R AT g, DUBAN MHC 73
L5 R G B 16 9T A R AR S

1 MHCHFHILEHSINEE

1.1 MHCHFHILEH

MHC & T3tk B2 R E KK, 5K
P G 28 228 RS 1 e O R 35 011, 20 48 30 44K,
Snell ™' 5 % Bl MHC, H It MHC 512 T #F 7T &
ORI M. MHC #4328, 435l /2 MHC 1,
MHC 11 f1 MHC III, 3 1E 779 /2 41 o 3% 1 % i 2
H, #EARAE MHC $iU)5i, Be4s& R H 18 3 A 5 g
(8 A R BE. 1958 4F, Dausset ' 75 A& Py & B
TR BN K A BRI A R ik, TN
MHC 7 3%. A MHC 4 F% 9 A A 40 i 31 5
(human leucocyte antigens, HLA) £ [K, 3 AF7EZE 6
Sk, 5 MHC —FH 583 K3, 502
HLAT. HLATI it HLATII ( & 1),
1.2 MHCHFHITHhEE

MHC 7)1 1) E Z D e 2 45 & I i 2 PR R

Peptides in
cytosgl o
Cytosolic
protein
Digestion of
protein in
\ proteasomes

Digestion of protein in
endosomes/lysosomes

Enytosis of
extracellular Invariant
protein chain (1) :::‘

[ MHC B2y 72 5 U LA 2 1A

CD8" F1 CD4™ T #fi il i1 1], CD8" F1 CD4™ T 2 Jfd i)
PUR 52 A% MHC 43736 5 (0 i ik 2 A 4 7
MHC 1 3§ 75 3 22 67 5 PR B S SR g 1 0] A 3
5, 7R NN 2 R AR B RS MHC T 26
T4, TRk -MHC 12365y T2 5%, RIEMH
SEYWE RPN AR, WE CD8 T 40,
K1Y CDS8™ T 2 fi 4% A A5 v 14 1) 4 3 4 T 0k 2
20 Jitd (cytotoxic T lymphocyte, CTL), 2% 155 # 4H Jitd..
MHC 1 284 T 3 E 2 55 RAMFEMEPUE K4 CD4
T Y, fi CD4™ 4 Bk T 40 fg (helper T cell, Th)
WAL IR RIA AR T, il R AU S 3
IR TE L (] 2),
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MHC73 -5 M8 G K97 HOWE 7k Fié 835

2 MHCH F1ERE A LB RIE BT

2.1 MHC 125 T2 B 4R _E R RIA R
2.1.1 NLRCSJEZHMI_ EMHC 1851 R

MHC I 287> 7RI RIE L RAEALE, 15 40%-~
90% F¥J N i Jed 40 i 2= T 1 B3 2k MHC 1287} 1
2IL, MHA-FHPUES R, AR CD8'T
21 1 VR 0 bR BT R B Tl A, B W 0T i g 4
FR T 7. 2 R A0 Y FR) A% B S PR T «B (nuclear
transcription factor kB, NF-xB). Tt & i 71 [X-F (IFN
regulatory factor, IRF) 1 NLRC5 (NOD ¥ 52 & 5% ji%
I —Fh e 5T ) HH I8 A% SO AN 55 Ty E 2R 1A
i, HAREMEa AN, #imFE% MHC 12K
TAEMIRE AN N R IA T R, IX R ) P £E T
WP SR AL T W MHC 1385 T R IE L2
Velloso % " & B NLCRS 1] /£ 3 MHC 1 2§ 4 T #
K12 5 45 e 0 R O% IR S i LTS Vijayan
24 U0V 72 % B NLRCS A& MHC 1 3¢ )& 0% 81
(CITA), A[/~5 MHC I 24> 7%k i ; Zhao %5 M
I TFN-y {23 MHC I 28755k Fa 20 L8 40
H1 NLRC5 f 235 MHC T 38 731~ ) 2 B 38 T,
RIA BT i S BB IT I RIOR S ARTT MR & A
PRI .
2.1.2  NF-«BFIIFNXS IR 40 EMHC 13857 1%k
i 4

Z Fh R (AR NF-xB {5 5 # S ilefEH,
XS SR RES S E MHC 1254y TR & 2, A
T8 i % Bl NF-xB & 12 1 18 75 750 52 € 35 5 s
MHC 1287} 73K 1& ¢ B NF-«B Z 4h, wldE ik
5 IFN {5 52Kki%5% MHC 1 771318, s i IFN
FHORECAA, 41 IFNa. B, v K% T IEN 5 545 T .
AN, R IR ) 5244 (pattern recognition receptor,
PRR) "l fig &5 1 8 IFN F24E, A4 i MHC 1
Koy RiE. T 5K 3B T (stimulator of
interferon genes, STING) #% ¥ J&, ] Hill U 5%
T RelA MIIRF3, M #% NF-xB #1175 IFN, %
B STING A 55 MHC 1 38431 7E e h it ik 1,
2.1.3  STAT3XS R4 EMHC 12850 F-3R Ik 4

S5 S 5 SEE N T 3 (signal transducers
and activators of transcription 3, STAT3) A7 I ! IFN
BT S E S, RN BHATER, STAT3 5
2 MG SRR A5G, fL4E NF-«B. IFN /%
WAE 5 &AM s, Dtk 40 STAT3 mJ i ¥

MHC I 2877 T 1E bR 40 g vh 2k
2.1.4  HABZX IR 4EH_EMHC 1255 7RIk 1)
ke

Burster 5 "V & B, 4MJE CatG i #F 7 44 & i
I E 290 L R N 2 J5 R 4 8 4 i % 1'] MHC T 363
TFRIZEHIN. Wang 5 "RDL, % BR A% IR R
4548 A 1 (staphylococcal nuclease domain-containing
protein 1, SND1) & 24 it WX AH SC & 1, kR sk
SND1 " MHC 12870 7 (S BE MR, AT o it
JRik 2, FEPUMIE CD8' T 41 Ml ¥ Bh g 52 41, Li
& B e T LA 5 MHC 1A 56 (K 4l 4 55
RNA (long non-coding RNA, IncRNA), HAz — &
RNA2195 (LINC02195), i 2k LINC02195 2 [% fi&
MHC I 2643 ¥ [ A &, 1 LINC02195 ff) fm & ik
gt MHC 1 28751 W 2L PR ik B 5 Sk i iR
o i R R OGE A R AR, U B LINC02195
A REAE M T MHC 1 2873 1 (0 3Rk rp g 5 2 /E H .
Pulido 25 "% S F Mk 2H 2 8 = 644 (fragile histidine
triad, FHIT) % X ¥ 445 3 i B2 B0 i) MHC 12873
TR R A i &, AR T MHC 1285 7
Rk, WP, ATE BRI EERER 9
(proprotein convertase subtilisin kexin type 9, PCSK9)
FJFEMHC T 27y 1V i A e LUGE bR A G
3 3 4k /0 B P PCSKO B3 1 PCSK9 A L3
SRHL PD-1 Y097 (K72 e Dersh % "™ R 3L, SUGTI
S5 DA AT AR D 1R R 5 R0 3 [R5 MHC 12K 1 /1
MHC 11 853 T3k, Mt ie-&mg A E2H2 ] 5]
A LA SRR BRI A% 2 . Sun 2 T RBIAE A
bt 2 19t 22 g #1071 75 (HDACH) W] B MHC 1287} 1
ik, Li 2 & Pl miR-19 ()% & § H MHC 1
(¥ 2kt 3 T B AH B, miRNA ] 57 % miR-19
ol L 7 MHC 1 )3RIA, KW miR-19 7] 41
% MHC 1 %15, Huang % ® (OB FU R, J
4l R iE I | WA 5 00 MHC 1385 7 B @il 7 8
EY % 28 SR . Han 25 P RF T2 B0, JH IL-17A 3
P PTC 40 g AT A7 244 s MHC 1 2873 FAEAR AR
k. B2, MHC I R 7Hiliss 22 22 fhig
IR R AR RE, W LR BEEXS 2 FoK-F
BEAT LAY, AR o MHC 1 287> THIFRIE .
2.2 MHC 125 F 7 FE 4HRE E A RIE KA
2.2.1 MHC L7 T{E R 40 i L i 2Rk

MHC 11 287y - 5 2t A SOIR A . I 4 i
A B Al S hi s R ANk, JF B SR AN
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Pl S CDA™T 4iffl, {H MHC I 2855 F 7] i
TR S P, B4y MHC 1 2843 123 B 2 1 b
2R MHC 11 2877 T HIRIL, fEROERIE.
25 HUEE 73 Uk MR 4 22 P N R IR 4 B B T
MHC 11 257 F e A A DG B A2 H 3R A
2.2.2  tsMHC IDA YR 4 e EMHC 1128731 3RIA
W

Rodig % Y %I, MHC I 244> T-F1 MHC 1 2%
I3 F-AERRE R B ST R, AT AR R s e T
AR, B R R 5 MHC I (sMHC 1I) 4
TR IA 5 5 R R 1 T G IR A AR A K
WA XKAR. sMHC I 73§ K HAREL s RIS E
VA IE 2 3 N BRUBCEY b 1) R HE R ROBL. tsMHC
I 73 F Al fe e Rk, WAIHE IFN-y i SRk, 8id
ATk . tsMHC 1T 2) 7%F#i PD-1/ #i PD-L1 Z%)
R HI AT ReVERE =, A 5 ORI 2T R A )
brEY. RAKIE, B0 sMHC 11 431 RiA s
Fee Y BT IR G2 BN ) — Fh AL B
2.2.3  CUHTAX MR 4 EMHC 11255 T 3RIA M
e

MR EEHLMEMNEE G KR ABER T
(class II transactivator, CIITA) #& MHC II #5% [¥) 1F 14
i) P, MHC I R F A S HL ] ) 22348 52 CITA ()
UK, CITA 3Kz %% MHC 11 284 1 1 i 968 40 o
A e R AR P PR R S M 1) MHC T 2K 4931 R
Hil P CDA™T 20 Ma, AT P Az 4k o) i 98 1 4 S 4 AN
KR 5 11 B Accolla %5 P @34 ] CIITA
X AN [) 2H 23 2 SR 5 1) ol e A B AT AR A2 1, e
BT E R IE MHC I1, 558 4 H [ (19 b 988 41 A 3
EHYAERMEEURE, ST mZE MR HE R L
Jib 98 A KR 22, van Tuyn 25 % Jk 91 S 06 00 40 iR
IS A IL-18 {5 5 A KA iE CIITA RiL, 35
5 MHC 11 284> FHuliis A K0 T &R IE. MHC
11 254> 7 7] LLFE TFN-y BXBh ) CITA ik /K _E i
AT, H A —Se PR 40 B i IFN-y N AS 2, AT
PLE T 2 At MHC 11 284> FHET 1. 41
ik MHC 11 2555 ¥ [ 4577 2 —#& Forkhead #% 5%
[X-¥- 1 (forkhead transcription factor 1, FoxO1), Yang
26 POSIE 52 FoxO1 @il 45 & CITA K 8 3 1 [X
B, (24> MHC II ) =305 ) >k IE TR MHC 11 28
4115, Yavorski 1 Blanck®" % B0 45 4% 4 B AT #
S Y 54 AR H3 A R 9 = Lk (H3
lysine 9 trimethylation, H3K9me3) #f— 3 i CIITA/
MHC 11 254y T %3 5 1 Rv1198 4w (1) 45 #% 70 Bk

P Ji ESAT-6 5 Ji & 1 EsxL i@ i %5 5 H3K9me3
5|2 CIITA/MHC 1I 284y 7315 il
2.2.4  HAMANH 70 IR A _EMHC 1128713
A

I A IFN, K04 0 - B W 48 i 4 9% o0 iRl
(granulocyte-macrophage colony stimulating factor,
GM-CSF). IL-4 I TNFa 2540 g K -1 ] DLl ok 58
REmE L MHC 1T 28437 "%, M=, IL-10 AR
i pAPC |- MHC II 4> T ik B,
2.2.5 {5 T IE R A OB ER B IR 4 MHC 11
Ko TRIBHFE

JAK/STAT {5 5 ¥ 42 0 v F i MHC 11 2873
THEIE, RAS/MAPK 15 Fi&F WS4 MHC 11 2%
AP IFREHAIHER B Loi 2 PRI, 1E3
Ji P g v A 2 2R D AL B U (mitogen-activated
protein kinase, MAPK) #75 %} MHC 1 28%rF. MHC
1250 FRIREH BAMHAER, e e {es
0 Ak B F PO 3G (mitogen-activated protein
kinase kinase, MEK) (¥4l & 138 58 1 %4k CTL 4>
WA TEN-y 13 (40 g % i1 MHC 1 2873 71 MHC
11K Ik, T 2k e 9% A 3 1 40 i 25 1
Ebert %5 P J& H1L MEK 10 il 57 0] 75 5 fil J88 40 ffa P
MHC 1 2% %y 7%k E . Neuwelt 25 B #f 53 & Bi,
MEK. il 77 FH2H 5 1 Bt 1% 51 (histone deacetylases,
HDACs) % n] #5% MHC 11 28> 7 #) %%, H MEK
A HDAC &4l /E 530 MHC 11 2873 110 3%
TR T AR 2 B 59T 2R - Chandrasekaran 25 B
R, RS B 3 (phosphatidylinositol kinase
3, PI3K) #1157 dactolisib (BEZ235) Fl pictilisib (GDC-
0941) 7] $% 5 IFN-y Xf 40 Jiil %% )] MHC 1 2§ 7} 1 Al
MHC I1 K73 785 AEH « ilfiTie &I P3K (55
(1) 24 B 30 AT LA ] TIFN-y % MHC I 28 43 1 #
MHC I 570 735 FRE, A% 10 5 5L iR ah
% 1R B PR g A 5K ) & B[R] % ] (phosphatase and
tensin homology deleted on chromosome ten, PTEN)
23 55 IFN-y %f MHC I 284 F-. MHC II 28431 fl
STAT1 5T KR, XLLR I F P MHC 7
THIERIART DA PI3K {5 54 Sl BT .
2.2.6  HAMEEZOM IR 40 _EMHC 11287 1 3R55 1)
ke

Holling %5 ™ & I 40 W9 Ji B 20 ffa 8 410 1) 2% 4
(retinoblastoma, Rb) 5 7] i 55 41 il iy HLA-DR [ 3%
1K, T ML IE AR R AT R R 2 4] MHC 11 2843+
FIEW)—FiHLE] . Ghasemi % " i 7RI, B e
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e, &F: MHCH 15 8 S SR )T HIWE Tk 837

20 e nl G id I AE IFN 55 19 MHC 1T 2853 (K i 14
PR B R IEME], MHC 1128y 7%k LS
JJEg A TEN-y 7K Ft 5 % D) AR 9% MHC 11 2843 1
BEEOAEIFEREMRANNREES BEES
KA A 9%, Turner %5 ™ R FIXT O 830 o firo 8 B
AR R B B VR T, RT3 iR 4 B
MHC 11 2857 HIFak 8, [R] A 00 e &t 2 K

3 MHCHTF5MERE

3.1 MHC IS F5MERE

JI 68 240 R X 8 iR LB AR PR MHC T893 5
MR IA 0 B 14 T Ik B2 200 i 1 1) s 2R e 98 441 e
fIRE TP sE I R 2 — . Yamamoto 25 ™ JF 5t & B
W A P S T i It ek e 24 2 Tl MHC 1
R TRIEKNF, FH-F 30N BT R A 5t J i 5 ) 2%
SRCSCE BUMR T A4 i 2R 5 i A R R ek
EBA AT DLE i e 58 1 ) A MHC T 2875 1>k 3 o
I Wk B 7 il A A G 8 k3R P 1 . Yang 25 Y 1
FUR IR 5T 88 T 20 B o W 2R B ) (Wnt)/B- JE 36
HH (B-catenin) {5 5 B % HIHE 2 38 MHC 1 287}
TERRIETFE, @Ml T 40 M st R K. BTN R
FIH CRISPR/Cas9 £ AR ik ffi € 7RG Z 54
2 (polycomb repressive complex 2, PRC2) 5 MHC 1
Ko+ F PRI TR IR R ITER, A
T T 4 £ 5 S BRI 5 K E . Burr & W
FR BT 981 s e 2 3L [R) 16 4% 1 PRC2 I E AL £
SRR R T EE, DU MHC 1280 o5 D
TR R UTER kR e . EENZ, 2
P2 4 ) SRR zeste JE [R5 98 1 N AR [F] YR ) 2
(enhancer of zeste homolog 2, EZH2) Fl Ll zeste J&
(R385 5 NAA[FIVED) 1 (enhancer of zeste homolog 1,
EZH1) i, PRC2 /r'5H MHC 1 24 FF FHIPLE
TN T AR AE DGR RITBR AR Ry mT 3, AT R B8 57
T 20 A TIPTS5 PRC2 HH
5 TR G IR T et T BB AKYE . Kriegsman
2 DR BV 22 IR R M R 22 H A IRF2 3R e T
IRF2 fif 2R 72 T BN /N BRUAA A A= 928 106 36 1) 5 DL
PLEE. WEFCE R I, 385 R M A 2R b TR i
HAM G 4 % K7 DUX4 (double homeobox 4) 7£ % Fi
SEAR IR T 3RS FOFT R IA, MERIL DUX4 i o
MHC I 2653 FRIEFK. Chew 25 7 [1HF 5t thiik B
DUX4 2= il MHC 1 28 43 & 1F i 78 % 9% 8 ik .
MHC T 55 [m) 4 i 2 i 52 VR MR BT UK, fs 4
P R G R IR IR R O PR, AR R gk —

R B2 AR . AT, Ak -MHC 1285125
AR TRV R EEUE R T AR R, e
Hu g kit ¥, Zebertavage 5 " (B FIE W T UK
I ¥ HR A P A S ) A B R 0 i 4 5 MHC T 2%
I F I 308 R AR A7 3 1 41 PR X CD8' T 4 A
SH P ) BB . Shklovskaya 25 B JF R T T
WA BRIV I8, A E R e R 4 b
PUR %77 MHC 12870741 MHC 11 873 713K
KK, UE AT bR 41 i 2R T MHC 4y 1 R IA
TPVl B IR0 7 71
3.2 MHC IS FS5MERE

FHOCHWEFE R B, 8 45 5 M MHC 11 2853+
5 R 5 3 1 T o A /DN B AR R R A i HE R
A5, Qian 2 PU BRI, Toll BE3Z44 2 (toll-like
receptor 2, TLR2) 0 5 2N B 48 g b MHC 1T 28
T RISE T M. TLR2 5 5 19 /)N B2 5 40 o 453 495 PHL
i 7 CDA' T 4 M # =2 38 hn e L Th g b, (2T
JINJBE TR TR A L PR G K 3% o Tarafdar 25 B (B 97 55
7N, MHC II 2643 1 J& CITA £ 18 1 ki 40 Jfl (5 1 55
(CML) 53k CML -+ / tH 41 g+ DL BCR-ABL [ % 2
B e 7 2R . TFN=y il 34 53 CML T/
A4 CIITA 1 MHC 11 284> 7 Fif ;. B JAK1/2
774 Z # Je (ruxolitinib) 4L # CML T/ FH 40 /g
i}, CITA Al MHC 11 284 1 [ 3R 1K 7K1 55 25 388
SEILREA,  t CML 40 i A0 G 28 1ol 24 155 42 46 1) 41 g
K73k 3l JAK A 3 145 5+ 5t MHC 11 225 F%R
ik, FEHEMETE £ W A. Johnson 25 B K H
CITA )55 il K 20 T 20 P IR i -4k e et 47t
PD-1 497 UK. Oh Fl Lee B9 K H W 1 AtgS
T R SR GE B R B CD36 HEAT PR W
Prliih 245 MHC I K501, ik, AtgS vl RE2PT
Jih 983 V4 o7 1) B AE BB . McCaw 25 B % Bj MHC 11
Ky TAE IR 9% 40 i b ) Fe ik {2 i3k CD4' T
YRR RS 1, (RS B CD8' T 41 g s 4k i
PoHg, WHER T AREEE, 58 2R A i
ShA TR R T IR o

4 MHCH F5EMBRESTTE

M 20 tHEAD 60 FFEAE, R G in T 1A e i
N THRZEIE . AEMPRIRTT U8, Sy TR s Bl 1k
MR, (HBHRTRE, I8 B ia 7 7 A
S RBANRIFRAERLZ . IR o) e i I K
BT Ed s BENBUR ARSI KIEL R
IRSE ) LR SRV R IR o7 58, RRIA IR 2 1%
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RIFAEEE . A 2RI R A2 2 H Al i
PRIREGH FEH 271, H AR Sy ik 8A
PAF JLANJT T
4.1 TCR-THRREITA

ITAESR, T 405244 (TCR)-T 40 sy V78 524k
JEIRIT TR I BRI 7y, EEFE 24 TCR-T 24
LR B Bt S5 & MHC 43 i S R Bk, PRt mT
PAAE/E A T3 iz . T R A s A 2
ZUIRBN I G B TAE R, IR S AR N I RE e e BT
JHR T 4 i i) R AR D R TR R . AT
fif X — N8BT, IR T gk AT AL s, 1 e
AR, SRR AT REPE S TN IR B R e R
FVERIZAA, W TCR, JERL T 4002 ARG T 41
Jitd (T cell receptor-engineered T cells, TCR-T), 3
7% T TCR-T 4 M fry 44 B ¥ TCR-T f93d 4k 4 %%
JPVERAT & Bt — A iR MR TR, B
AR GIN TR T 20 (0 56 R R 68 1 7€ ) 2 iR
0 L IE R REAR BT

I AR PE T 20 T VR SN T 4 i 47 5= R s
A FL B R e S 2 [ P i v LA DA g 4 L
73. TCR RGN A FBHTIE, W AE U i T 42 ) 5 RS
NPT E . TCR 7% MHC 73 F-BR i, {H# 4 TCR
AIREERA T M E IR e /). A, BT TCR

Cancer Cell

TCR-T Cell

CAR-T Cell

TCR-TH —4 Mok, BEEAMRMNTCREE, HIE G
FHEE IR, LR BEE ARG IS IR A6 25 CD3HE, TTIIST
il

[El3 TCR-TZHREETT E"™

FEfK -MHC 70 F I RSS2 4k, BRI, A7 DLORE i E
FeE TCR 5l NAME T 4 i LLRIH . 3 532
ST IR AN B R AT P, 4 HE AT [ ) R o
PEGRAR, FNIX $L 5845 5 MHC 4 T [ 45 & BE 7T,
BEES THES TAMRMPE, L@ T 41
3 BT SR 4T PR R 1) B B X R Bt SR ) TCR B,
¥4 78 TCR-T 41 g K Hod 4k #5458 % . TCR-T
BEMRALE T CUESLH X s B OB, RIS
nf 5 3% HLA A 100% Cfic. HAr, DAk
B LSR8 9T A 2, — RIS 45 2219 TCR-T $E 4R
S KT G A% 1 I R A R AR 3 (1) HLA-A2 B ) NY-
ESO-1/LAGE-1a 7 2 ik /] NY-ESO-1¢125TCR, 7F
50% F O SR BB IMIR  S. BRitbz Ah, iEw]
DL CAR, #8402 CAR 12 538,() TCR #4214k,
‘B ARl MHC 216 §U R AT 40 N ¥ 1, [
R R 3 M CAR BRI 2L R il (s 5 5 & ™
Poncette ZF “Y R I, ok B AR 52 AR A 78 2 1R
KPR NY-ESO-1 5 MHC 1I 287> 7 BR #]#% TCR
BA AN, BAEEHE X NY-ESO-1 ) MHC 1
o1 MHC 11 257 F PR % TCR w] DA 4 14
T 4HH76 T 5 A 2o
42 HETFIATT

2013 4, Vacchelli &5 " $& H4 ] 1) FH] 48 i (A 1
TEIT IR . Stifter 25 1 g R S A R R 41 g 2 T
W IFN-y V&I7 7 %8, TEMRSMKE T MHC 1 K5+
(s fE B Re 71, Jk/b T 3 % PD-1/PD-L1
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