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Abstract

Diffuse large B cell lymphoma (DLBCL) is the most common type of non Hodgkin lymphoma (NHL),
with strong heterogeneity between individuals. One third of patients develop drug resistance
during treatment, leading to refractory relapse and poor prognosis, posing great challenges to
clinical treatment. The major histocompatibility complex (MHC) plays an important role in tumor
immune escape, and tumor cells can induce immune escape by regulating the expression of MHC,
promoting its occurrence and development. Exploring the role of MHC in tumor occurrence and
development is of great significance for discovering new therapeutic targets, developing more ef-
fective immunotherapy strategies, and improving the survival rate of cancer patients.
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1. 518

PRIE K B 20 itk B2 R (diffuse large B cell lymphoma, DLBCL)Z —F i W, H B w0 B 5 i itk i AR 7
4 LR (non-Hodgkin lymphoma, NHL)E Y, Hok s 262 5 R 2 A £k LR 1) 30%~40% . FFEAE0HT K
DLBCL JiEBIEEEFIE . 2B MRIE(CO0) T Eor A Kbty B 4l kY% (germinal center
B-cell-like, GCB). 51t B 4 i ke 1% (activated B-cell-like, ABC) [1]. H#f, 1Lj7/2& DLBCL EEHIIAIT
Jiik, JBHE R R-CHOP (FIZH Hibi. B, ZRWAE. KEFWMAK M) TR, Ko Es
AL AZ 5, AHER - BT RO, WA N T R IR B [2] o JEAESR, RPBEIRITVE N — R T,
#£ DLBCL )i d7 Ham th BRI /), b e far 25 sl 55140 PD-1/PD-L1 © 48 BN — PR & ) S
PEIRTT MK [3]. SRT, (A AR g MR as, [R5 Bt — 0 (AR FU g G2 16 i Sk 48 7 e A 52 2%
IR, FRAFN AT S AR W hs A S AE (PTG T 3 SO0 T3 = DLBCL A AR A7 AT 2B OC 22

T AR (major histocompatibility, MHC) & A& Xk A 35 FH 41 i 47t 7 (human leukocyte an-
tigen, HLAYE &4k, H—ZH BRI R, ARSI 431 FE BT XS AN [F) 20 B A 195 J5 A2 1) B 928 I 85 v R 4536 DG
YERI[4]. MHC EZ50 AW RISEAL. MHC | 2880 11 25, | 28 MHC 43 7 JUF R A (E T A (R 4i 1 T, 3635
P 7 2 % B A [ R BT 0P P R 5L, AT 512 B S 4B M R R A% RSE e 11 28 MHC Z3 1 0 = 224y
AN R HOPUR B S AT L (APCs) i i SOIRZTME, B 4HM X FRR AR . S T00E 7R, MHC 728 %
Pk mEAE A, WvRig ok B AR IHE R PR SERAES) [6] [7], A3t MHC & /it
Je8 R R T B4R F AR B B T A — 2R .

2. MHC £ 4R rhr91E

MHC 7 TR i [ B B B B 7, F S5 G g iR ) i 28l 2. MHC 701
Z 5T G r i A N FE, 5 CDA+ T 4Hi0A CD8+ T 4 82 2 Y AH X [4]. CD8+ T 4Hiff 2
PR B IR R T R T 40, B R AIAEE S MHC 201 L 2R B, SEEU R i) S
Ao IEFHEOR, MR 2iBF MHC-1 07 1, CD8+ T 4ijtiEid T 41 2K (TCR)IR I H-45
A MHC-l 737 EBUR R T AW, Bai— R0 RE, BIFEERARERGFELER. DR,
7 SR CORA B A SR G5, AR i8], MR Al b MHC-II S5PUJR 5 &0 24
CD4+ T 4U i3 N L0 JE R BFN 235 [4], B0 CDA+ T 443 2 F 4l i IR T (An T R -y Bl SRBE R
TEE), ARt AR CD8+ T 4R B AN I¥S, HE— 08 Kyl SOBIAE, $2 @ e R G R -
IeAh, HoAth APCs tm] Ui MHC 715 23 AR BUE A fe e N2 . ik, MHC 207251305
S FRAEA AR 43 S R G0 0E S TR S PR Sl J B Hp R FE 5 R R 22 S0 B B AR o ZERRa 4 i
PR FL R e VR A 0 TN Tk, 25303 MHC 207 E[9], MHC-1 2870 74 H B 45 40 i 25 1k
T AREANAR(CTL), AT ECE AR e N [3]. @ bR I ThRE, MR K 3 — R 5 G g RSk 4a i Fl
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R,

TRERIRE R A R . T EERRE, MHC PR S fE R AE R 2, ZBZ AR, £4AF
(G BOR S FIAMA Z (B AT REAFIE 22 5, IRAWETE MHC PR Rt FExt 7800 T MERURI A 4 R 40003
BE, Tl B ) S BE R T A LASR i IR IR T BOR B AT B

3. MHC FEMvE P R Se R ki AL il

TERGERE FE MR ANy T R A K R RE ), TEAWREETE £ R RGN A
i, DA H 2 PP 5T 2 0 G s AL, B e 4 750 CD8+ T 41 A 5 A 1 &4 Ak i 1 4 788 I I 4 47
EM, DMEEBASRERE. H MHC BSCRTE S kiR A 4 i B A . —J7 T, FiRg 4t i
e MHC 2 FfEiZik, wkil CTL ARG 55— 7, tANd Sel MHC (R R Bl i A4 5
S8 MHC 7 FRIERE, SEMEMREGARNPUEREEET, GRS A MR8, Mk
G W

MHC J3FLEIE i N B 2 PR RS e 4. 810, fEMEAis, MHC 4 FHIRIEH
w N RBGE A ER, UGB s R0 RIS, IXRME R MHC & A G2 b it i i LY
B~ ZHWEFRSHTERY, 4 MHC 737208 TREMF, I8 20 i RE 0% W ik S 2 40 i i P Un AN e,
FObE AR B anan s R, FURRE AN B A ZR [10] [11] [12]. MHC EREHLEI & 2 2 AN
K7 2R%, fHE MHC ZEF R4, MHC Fi#E S IE B I =% 5. Ennishi, Daisuke [13]55W 78K #,
TE MHC-1 A8k 2 (15 451 Howl 82 21t J5t 2 AL Ry L R i R ERAE, A4 HLA FERIFI B2M. EZH2.
GNAI13 1 MEF2B HJRAZLA & PTEN k. RAZGEE MHC 4> K& Z R W ATFR N MHC 7840,
KEZESBUMEA N B A AR PR £I6E68 T, 520 S 40 S R AR AR AR, ANTIRES 1 S
FGEXF R (AR B I B BE Fy . EAh, EFZ MHC-I B ERBRIEREAE T, IEAEAE MHC-1 38 2R 5L [ (1) i
SRS, A IEERIE, 5 MHC-l E5E. B2M. TAP. Tapasin. ERAP1 il G 25 [ il {4 IV &
%, DUFREE MHC-1 280 FIRIA[14]. oz, ATfIS2ma g MHC-1 255y FFRIA M SUB #A mT REsZ
B G % A0 R PR R R, S SR 4 B T IR P S S DU AA e e A, B e R A il T i

4. MHC fFEAREME R FRIR
41. MHC 52&%HE

P R — PR ) R P R, H TR A SRR YT i SRl AR I o I A R B 1
IR R T DAERKT T 4Bl M 2 Ak ——FE P R4t T 1 (PD-1) ey idih 3ikas, (H B A Al
i b MHC-1 2845 ¥ (56 5 TNt PD-1 f—y7 ik AR 25, IF H MHC-1 3615 T 5 MHC-II
M1 PD-L1 FRIEAR LA A2 0 R T A B 5% [15]. PD-1 FHIT S 78 W 5 R o S e 40 i A4k, 00 4
PEL, T e RGBS ARG T CTL X iy 2R 1 MHC-1 5238 ) iR PR AR AN 45 & o WFFCIESE T i
JEZH I _E MHC-1 Al MHC-11 3 11 58 8353k 55T PD-1 371 oW 2 1A%, MHC-1 R & HT PD-1
BRI T YRIN 25008 WAL, BT I A e T V7 AL N AN SR A T o TEXT IR 527 (gt PD-1
53 CTLA-4)H N EE T, K4 60% 8 375 B 2 41 R I K MHC-1 f1 MHC-11 Rk, F+H.
5N R B WS FFEA5S, W1 LDH /KP[15]. 1X R BRI 4 - MHC-1 RIA (K1) B 30 B T e
Jeam TG . B, KT RARBAIM K MHC-1 RIA/ERPT PD-1 B — 72 I S (1 7 7 T
MR FAPE— 241 Liu, David SF[16]81d 3 IR IE 73 B K I MHC-1 Rk 8 1 13K I8 2 Bt PD-1 )R B
(A ST ¥, 9 HAXAEDT PD-1 F— 7 ik (1 s R 82 3 MHC-1 AHDCEERI 9 3 . Hugo, Willy
E[TIHRW T 2 M AYbs EXT PD-1 HUikvay7 s S I FAE L, 2688 MHC-1 RIA/KT-5 PD-1 J&97 1T
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RO, AEFFARME— TN 1o IXLEEERUIESE T MBS I MHC-1 A1 PD-L1 & [ 2 [8) 5% A AH %
X TR A B B S IR T SR T B S . BRI, M99 MHC-I RIS AT RE W] BE R VRTT B R Y
eSS Z

4.2. MHC 5%

JHF P IR 968 (1CC) A J5 A 1 e v 35— DL PRI Ve AR, BRI R R A B IR 4E LT H . FARR
HAAIT MR BT, BHEWEEZE[L8]. /£ ICC P a minird, RAARH = rz —MEHEZH
FAX PR B G VR T M T A B T NAT TR AL G328 S BRI B 88 a2 30 3 V5 E AL A1) 1 2
MHC 43 F{E B AAF 7 R BL[6], ICC 4iiE MHC-I 28515 3Rk 5 PD-L1 FIAM 45 & B A EA]
AT — P SRR AL . 7E PD-L1 /S WERITE RN MHC-1 2850 5 BH M 238 1 i, CD8+iiRE iR i
T 40 T B0 B2 T PD-L1 38 5E HR AR AR, MHC-1 3550 R BA 1t 3 3818 2R (9% 48 « 1t 4h, MHC-I
KPR A RIEF PD-LL B/ L FRIA 51500 R AR ARRFEA G, X T RETIRE MHC-I K45 %
IRERBA 1ICC R B, (PRS2 A T4 S MRS B e iR T AT RE JCIA 2 26 . TR, 358 MHC-I 3R
EANTRE, A AR R 24500 R B A T4 v IRy A8 1 P S 2 R A Rl 700 R0 7 28R

4.3. MHC 533;8X B Uik

ANFEHERE MHC RISERRIZA Fr AN E, 7ERI2K b 40 itk 298 (DLBCL) A i & B, MHC
PR R S A e v . BT 92 22 B 40%~60% A1 20%~40%(%) DLBCL i, 43 HI4E4E MHC-1 £1 MHC-11
FRMMEBL[13] [19]. Ennishi, Daisuke &F[13]HfF 7t A B 7] f 5 F- L8 RAF S MHC 4 T 7 3 RIS FI T
Rt O%, 1E MHC-1 F1 MHC-I1 B4 1) Ji 5 1 bk B8 A U 2 T EZH2 (BB A8 . I HAE R AbSE
5, MR TAHEMER, B EZH2 MRAESGE MHC FIRERIE. 8T #fiE MHC Z 2k BAHCHLE],
Marco Fangazio Z£[20]%} 74 /> DLBCL A AT | 4242 T2 FNHE ] MHC SR BT, 30 B2M F1 MHC-I
R 35 22 S8 DLBCL H MHC-1 FRIAFIEL, IESE T MHC-1 23 7E DLBCL kb it #2 b b i 470 i e
G AR IMER . b4, Booman Marije Z5[21)7F KA T S ¥ S AL ) DLBCL =2 AUFEASH, R H
T MHC-N R AL, BIM/K A HLA-DR mRNA 5 T 408, B4 . bR 1 M K324k
Pl S FI AL FE | bk EL 40 S A LA R HMA R G VE 2 B DG BE R R 24 A K. I BRI HLA-DR
MRNA (1] CD3+ fiiRlE T 4t B 2 ek o X 3R B MHC-1 ZENLAARKTHT IR 6 G2 S B, ke
% 2 P B AR AL [F) R A I ROV, oA DLBCL FR&5A M) N iE i 2 Rl s L R . 7
—T5i MHC-II 5115 AR5 BEAR S R 70 R B, MHC-II [)3R1% 5 DLBCL 9 [E Brisi g 48 50 (IP1)RF2 AT
HEAEZR(OS)FHI[22], UESE T MHC 1 2888 Rk B 5 G A7 B8 AR A 3R 2 AR & o 25T MHC-1I
9y 0 DLBCL # 2 S B % e 540, Brown P J 25[23]0T 58 &K FL, 4] FOXP1 (U LHEE [ P1)
AT %% 7 ABC-DLBCL 4 iR 1H MHC-II 731 KR IA, FOXPL n] LMEAH 1 28 MHC e U B0E
R F——CNTA [ 5 R A3 B 5570, 23 /& DLBCL B3 AT S S5 A G e AT o Sk BB AJF 700 5 T
TP IR YT SR KR A e = .
5. REESRE

MHC ZF-ilid S g fi)al, 784 1 R Al s R AR L, 0T e 1R iRl A B e 31 22 00
FERER . IR gE i T DUl SO MHC 431 2A AN T Rk ik S % R G Bets, AT (i g g 2k
KR . HEl, MHC fEMR TR CEES T —E MR . KR T Z I — 20 I TR IR N EE AR
MHC £ 8 /R AL, DU SR HE 3 MHC 214 R T R SR 58 S B VA 7 ORI S, ok
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