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[ Abstract)

and mortality has been on the rise. In this review, we summarized the most recent advances and main studies

Lymphoma is a worldwide lymphocyte derived hematological malignant tumor. Its morbidity

on immunotherapy in patients with primary gastric lymphoma, including monoclinal antibody of cluster of

differentiation targeting lymphocyte, chimeric antigen receptor T—cell (CAR-T) and immune checkpoint

- Rk -

inhibitors (such as PD-L1 monoclinal antibody ).
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PR, 2 A AR R B 50% ., Hob, B R AR IR, 5
B AL, IR M E k8 (primary gastric lymphoma,
PGL) JHRARMK, o5 ¥ 98 UG F LR ) 70%~80% ,
SRR T BRI A, BV A B s 2 %
~8 %, (HAT BRI a3 IR K R 512 2 AL T H
FARAE ]I REE S E AR A et R L L Rk
RS R NPT S R =) L N N TR AN P e i 2
o s R, 222 | DL B bk EL A0 MR PR A R 18 K B
41 4k B 9% ( diffuse large B—cell lymphoma, DLBCL) fl & %
JIES H 2 bk B ARE 41 40 (mucosa —associated lymphoid tissue,
MALT) W Fh E LAY 4 28T T 20 M bk L8 20 UL ST

W 2 FARYIERSE PGLIAYT I REA T Be A7 FITT b
THEB AL | RS ORI Z I BFS R X T PGL HEFARIA
ST U R A T IR BRI T )T 0T S 5 TARIRIT AL,
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Holl RIF RO T 20T 5 # . E4F BT FEuESE R 1 240
B BT A T8 2 AL | il SR BE A O e HOHA v T i
BT EESL, FARIEE B W R B AT v, POL
FL 1071 K R R AT AT R R 2 SRR (B T AT
PLISEIA A, W HH 28 3 DALY R 28 S b A0 7 sl i
A RLHE— 2P R K A AR R0 B | S AT AR S I R
TE W66 B SR T 1) R, 3 S AE R S VR T B 4% R S M E e
BRI R ORI AR I REEVRITAE N 2013
A [ B KR 2 S PE 1 B AL, SR Ak TR T A
)67 45T B2 5 R 2% BT S R G 7 5 i, I R A
UL SE T ATIA — PR 43 i 8 S8 38 X S e v I 7 AN BURR ) 3X
55 I R B S B MR B AT AR SE R, IR R TR]
TR R ST LA B4 S IR 40 1 32 AR AL
8 3 3R 8 L DR A S A 4 S 8 S L T e Ok 2 s 0 92 4 i
TP NI SR TR RO ), YT, P2 IR YT 2 PGLIRYT
AR, d5c ) B 819 AL 1 4 & (interleukin, IL) -2
ZHEIRZE TR SFREAEm K B Z B, 78 POL Lk
SPIR BRYT R B E AR B TR R R R
PEVRST 7 1 WA SE DT | 20 S P K A 1 55 D T A B
FAE VR

1 BRSBREREHRRIET

CD20 FAPLJE—FhB5 R S 1, K T B 40/ 2 6%
2B AUMIAE B K EL A S AL Y 25 B B AN RIATE IS 1L T 40
JiL AH B 20 L K A AL -, CD20 7E B AR ik LR Y i
JeE AN b A 3k | R X S R S e iR T B AR R, H
HiBL CD20 B4y = AR 35— AR LA 22 BT (7 A 44
F B ) M ARIYN B & SRR T, 5 AU DL
ARBGUAARA NTEALEBT 5 — A2 LB 2 BR AR
R Fe i B HEIALIE i B9 N DAL AT, B — R %
FERBLY POL S SEIRTTAE A IR AR i6 7 7 e F %
HRPURS MR NE , ZRIILE | KREFEF WAL IER
(rituximab plus cyclophosphamide, doxorubicin, vineristine and
prednisone chemotherapy, R—-CHOP) &I fE M b7 r 4,
IT SN 2006 AF S B 5E [ [ 57 5 A R E B 2% (National
Comprehensive Cancer Network ,NCCN) Fe A CD20 FH
PRI BV 19— 23R T T R T BRI AR T 3K 50%~63%18),
Leopardo 5517 & B, I 2 B 40 ) W] 8 48 = CHOP 7 & %)
JEUAAE T DLBCL B9 98 4= 28 i R ) 5 AFEAF AR il — &
51928, FATTR I BAFF 1 BAFF-R 7E GDLBCL % 5 %
ik, |AIXF 136 61 R-CHOP 1677 A9 PGL #E47 T 437 & #1
H 2 8 BTG AT HE 3 RN S AR AR A R G2 A R W) I 4
#, JEE I BAFF-R 5 B DLBCL B9 353 A 1515 % D)
FASE, TR HI S DLBCL i A TS FILEE 1) 52 52 1R Y7 1Y
— I EEFEFR, & DLBCL 9 R—CHOP 4by7 s 1) 2t 37, [H
ZOo o BEAEGOURS 2011 4F 1 A & 2017 4 1 H 1 75 4
PGL (4 I R B BEGE A} JF AT [l 8 73 #r e L 40
J R W K L8 (primary gastrointestinal lymphoma ,

PGIL) & VL PGL 2 WL, i WP e PGIL &% LU & 18
A WK ELJE (primary intestinal lymphangiectasia , PIL) 2 Ul
i BRI L DLBCL Al MALT 5 & . DLBCL 24 PGIL ¥ 97
& CHOP/R-CHOP, MALT % PGIL H 4 1 2Ly | U2 FT B AR
BRI A 2 AL IR T ALY AT 4 PGL WIS

P[22 B BT (obinutuzumab, X 44 GA101) /2% =18 CD20
OO, 5 20 BBUAR LL | BT 22 R BT AR 40 A S 1
20 B EEAE 80N FNAT W AR T S5 T RE 45 B A0 i AR 51
. ZIAHLT 2013 AEBIEE FDA St 1 PR L A0
MR HY—ZIRYT I TR I7 2 L AR YE B 40 Mk L
HEm GG A obinutuzumab 677 48 5] B 40 Ak
CLRE, IRYT SR B RN 33.3%, WAl B MR R
47.9%, 45 BN obinutuzumab HZ5IGY7 HE B 4 itk 2
Jed B T A MR RV AR S AR AR P R ST A R
AL,

2 ERMRERE ST REIRT

FI X 5 bk L 98 36 7 R G Y 200 i Y S e A A a5 22
AN T E QA CE H -4 ( cytotoxic =T -
lymphocyte—associated antigen—4, CTLA-4) 5 7 4T3
&1 ( programmed death-1, PD-1),

CTLA-4 J& TR Rk iR OB KRBT, F 2RI Tl
LI CD4*F1 CD8*T ik L 4H S B i AL 1) B ik L 40 g R i, 1
ML s A 36 R BERR , XA AR T AL T e
i 22 40 1 4 25 ¥ (immunoreceptor tyrosine inhibitory motif
ITIM), 5 CD28 ML W9 M 4 8 % & MR i 1k o 3t )3
(immunoreceptor tyrosine activating motif , ITAM ) AHXJ R | 5 T
240 0 2 T ) B [ R0 2 MR ( CD28) FE A TR AR A
f0 LT ) T 40 Y GRS T A DT R AR B S T T
240 L 1% T8t O 1 PR ) B A 4S) CTLA -4 BAT R E N
A RAR S I ) HL CTLA -4 #AFAE T HE N/ IMA T  CTLA-
4 T LLRIR R BIE A TE | SRS & A2 ik
HAYGL HT CTLA-4 HUAAAE FHBLH = . i g 20 1 i i
a7 A R DR {51 G A L P e A R TR T, LA LA P B
AR TZ M A KR B A5 H 0k sk S 732 1 A
M R —Fh e PR A . $T CTLA-4 7> T HEA &L FHLIWT
CTLA-4 5 B7 70 T4 &, W55 CTLA -4 X T 40T Ak
AR VR T O ELS o b8 4 S 1 T AR AR B RE RS
15 WA Fey 32K BN R A I8 M T 40 i
(regulatory T cell, Treg) ¥ 450 & Sf 38 58 4 i g 1 i L)
1994 4F- Leach DR 25K SLAEHS 53/ BUBE L R ] CTLA-
4 FpSrEBUIR, REMESIEMR RS, H AR T AL
AE 85 N0 FH N R 9 CTLA -4 HL 4R 34 BT Al . (DL 3L 4T
(ipilimumab) F1 tremelimumab . ipilimumab 4& CTLA-4 #4il
A, T Wi R AL 18 52 R METR HY B AR R
T o 1 i DLBCL 3145 31 A H i Fp 58 2 22 i | 1
{511 51360 3k LR SR A 19 A H IR SR g )

PD-1 & —Fh e Ll o 7, T B RIBEE L
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CD4+F1 CD8*T . B 4l \NK i Fidi R 400 . J& FCcD2s
IR, & —F i v RRSE R I TTIM 15 93 22 AR i 4 R
B (immunoreceptor tyrosinebased switch motif , ITTSM )
L Tm] 21 nl ) 25 5L 1, HoA PR AR PD-L1 K& PD-12, H:
HOPD-L1 EERE THIREZ MM ( antigen presenting
cells, APCs) %ALY T 400 B 40 M O N B2 20 i g e
B2 0 - B A0 M AN AR A G SR 2 AR R I, T PD-1.2 S A 4K
SRR, EEFRIA TSR0 M S5 A M 3R 8, AT DL TS AR Y
CD4* CD8*T Bl R4 SR A Bz 40 I P9 Bz 4 A A i 28
BT

EFEOT , HEU MR E Y PD-1 5 AR PD-L1
i JE, Bere A oMU I T A0 R AR R AL 4E R
TEH 0 G- A7 L e T A 5 RT 5 T 88 4 B v 3R A
PD-L1 5 PD-1 &5& , MWLM 4 J5 1 . 15 56 7 LA 6k R
BT AAETIEE S T AN ARE S | DA AT S5 B AR SR R it A7
FLYRAI ] T 405 5, FELAS 200 AT B0 2 JRE AR T 4 L e
BRI T AN ERE T b B A0 B e R A 4 e A
T TL-2 TR —y R A DT A2 2 g 14 e e ik itk
(B 1)1 BUAM, Treg 2 IR R7AT 19 G2 RO A, PD-1
TE Treg Y434k K A ) 2y Bl 10 2 15 vh 16 L 25 SCSEVE T, 40
PD-1/PD-L1 {40 B 1E A AT LR 2 CD4+T 4i 53 4k
FOXP3*Treg , #f — 2 il Go 9% R 8¢, N H 938 0k 7R & 09 410 A
B PE TR 3210

A R B, PD-L1 | {Z (B 1E 2 P 2SR Ik
LR 20 LRI LR A0 S AR R, PD-L1 Rk i R AR S ik EL
Py Y Sl = AP B BN OB ) =R S/ VAN (< DN i1 e N )

T 40 32 14 Bl
®
T 4l

. )

wEATRED @

BEFFHEAET 1K |
T A i
e

oo U .
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FEPHEAE T 1K 1
FEFHEAE T K 1
i FEHESE TR |

1 e At i 1k i ]
TE A AL T2 A /R P ISR T ICAR 11555 1 i 2
N G R AL 3 B B P PSR T R A 18R P PR T E 1R
1 G2 A6 5 1 FEL

JATIZ mARIA PD-L1 43, BE 3 b s bk T 988 40 i 1Y
WG AW R RAERE T HE— DR R I, M 40 T
10 B IR PD-L1 RE S B I8 40 i 4k 3kt Ak 7 25 9 51 ) 9
T2, PRI TG 2 Paydas 25500 T 87 Bl HL B & 1
IR FZH SR PD-TL1 (363K Z63h P 5 B 4 e 2 =2 )
19 0S I DFS ¥ 22 %A gt it 5 X (P=0.002 1 P=0.003),
Cox [IAZrHT BT, PD-1 A1 PD-L1 MFLFIL 2 HL FS 1
M7 fERE R 2 (OR 6.9,95%C 1.9~24.3) , FATHIRIIBF 5%
&, PD-L1 1 BAFF-R 7£ & DLBCL "' [% ik B & &
T2 ER AL (P<0.01), PD-L1 #1 BAFF-R %1k 5 H
DLBCL 43311 B ¥ 43 0 3595 BH & A 56 7 (P<0.01) , BR A& K
I PD-1.1 Al BAFF-R 7 fE iy 'H DLBCL A i {1 il J5 45
bR, PD-L1 1 BAFF-R {5538 J§ 0¥ 10307 A B R S
DLBLC PR YT BIMAE T 21,

HHi PD-L1 Bk iy e a7 O M A 516 R, 91 PD-1
PATE B HLAK LD nivolumab . pembrolizumab Al pidilizumab A
32, MNPt PD-L1 25 BE PR 32 N atezolizumab F
durvalumab , 3 E S E R . Armand 52 HEATRY B 14
T I 40 MR A IR T TR I M R B4 Ik B R R S R A
pidilizumab BH T PD-1 3 B R 32 09 T39I R 56w |
i PD-1/PD-L1 15538 % BH W 11697 DLBCL, 72 fil 8 3%
A 66 BRI HEAT TR YT RBEIRIT 1.5 A RA
T2% , %5 F PR 1T 40 MRS AT S A5 5% R kR AG 35 Bl AR
% pidilizumab JBIT 5, SAAG BOR &K 519%, b 54
AR 349% OB 11% W XEIE T RR 2 % T
HH BEFEERITHOR . B PD-1/PD-L1 M B4 —E
BIVE RT3, X5 e 2215 5 38 R =
2, PD-1/PD-L1 77 °T 406 T A0AE , 32 = SRR i 00 20
JiL 3 @A A, 0 CD20 A5 B sn BEBUAAR A 45 B 4t Mk IR 1Y
JiE R ,Pﬁ%‘ﬂf%ﬁﬁmlﬁ]ﬁ?ﬁﬁo Nastoupil S I 2 ) — T
pembrobizumab | nivolumab TG F 2 H B PUIE ¥7 ik L R &5
R WIR B pembrolizumab B 25 I IR 3K 25 0 WA &, 55
Ak, PD-1/PD-L1 HUATT LTSS BRI T 240 MK & B i o
RERLE BT CTLA-4 W] LAMESE T 40 /Y 1% L F13 5% | PD-
1/PD-L1 M55 CTLA-4 FUREEA T REAS ISR T 4 H
OE TN C ol D TR ok = 701 107 /S G IAE

3 REREZETHRENRRIEST

WAPURZIE T 4008 (chimeric antigen receptor T—cell
CAR-T)J7 ¥ A JR U B | Ay ' b L 980 1) S 3 R 7 4 Ak 1
A7 ORI R IR YT AR AR MR 28U A H
iR S e AT R S R R S S AR R R AR
HET ] CAR-T J7 B AR A B s 25 10 2 B 40 I oA L 08T
SARAIE K B A X M R G R R CAR FPRARZ H
R AT R Z 3281 CD19 FHt CD20 B s LA,
SR 20 B bk 98 A0 M ) A 3R T 3k i 9 R S M i
Ji CD19 A1 CD20 4, HH#lE CD19 B CAR-T H TiRJT
B bk 2 200 i A T ) B T R R 5 e ST IR A
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Lt , CAR-T EA3 A 5 HLAE A BYP R sk SR 00

CAR AE—7 T T 20 A A9 240 5 5 i ) 2 R 22548, #
DL PO F AR MO PN 1R 5 X B AR X ik X RN g oh s &
B, CAR MYPOAHY B4 v | B A 45 G bl — B2 PRt m] AR
FBE (scFv) BRECHR i 3R MHC BRI A9 5 20 e v i
TEU) P e 400 L ) 2R PR, R T R A B SR A iR R
SIWER SRR YURA G WHUE , BEAMES G BT Y 2 AN
SIMBUEM AL B P E T CAR BIZIAE, B A, % WA 41 &5
A3 CD19 EGFR .HER2 .GD2 Il PSMA %5 ; 84 X 4 i
A A AN B R R B DA CAR-T Al
510 200 e B S M 5 A X o S ) A A X R BE PY
X E1ER % LAY CD4 .CD7 .CD8 Fl1 CD28 45 iX N X E.
A ITAM, EZERH TCR/CD3 B4 { 8, R RERS
SHEZE

CAR-T J& B ML il 2 308 5 S Wi 4R MR 41 J i 50 20
M, 2R e S TR A ) B R R 2k ik 5 2 X &
A TANEN, BARYSEEZ R &A BARPUR e SR i )
BRAIX |5 T RE B L DR R BE AN T 40 R %) 3 e e e i) ik
B BEOFE Y, 5 RO 1S CAR-T, I 3 5 1Y
T (] o 3] R AR P, SR R D R A R AT B 3R 9T A
R, KBEHWERSA T AN ERIEG LT IR, B
FALE BRI mRNA B 05 S 7 vk R e
2%, CAR-T S 1 A — CD3¢ (B 5 1L 25t
RIEB| G 2RI R TS5 2.3 40 IR TR T
Z G R, KA ¥R CD19 9 CAR-T F Fi4J7 PGL
BB bR EEL AT 0 e ) R S e B B R CD19 Y
ik T B KB A, T DU AR N B CD19 CAR-T AN
S E KRB IE F 4 | Kochenderfer %5 21 38 CD19
CAR-T ¥EIRYT 7 BB 14k y7 MEvA 1 DLBCL &, Hh 4
BT Rt a9 A~ H 2 22 A~ A AR 5E & Z i,
Neelapu P52 T CD19 CAR-T 7E K18 VLK B 40k 2
S SRR VR T I PRI 35 P IR T AR 5 4 A I R8O, It
Ah Zah ZEBHRE T CD19/CD20 AU4F F 1 CAR-T, 7T LAFH
1RV A 223K CD19 W78 5 B bk 2 iy 4 i fe i ik ik | FH
IBIT B I AN R R

ZEA TR | PGL WG B8 TR YT 2 LA TF B SUB IR YT
FB, BAART BRI Bl T2 —Fos X inyr i
2, A TGRS B, SRR TR a4
R R BAAX PCGL W E T HiiR )Ty RAEE — &
B AR L A B G e 2 59 A R Y S R T
(CTLA-4 #3557 A1 PD—1/PD-L1 il 37 ) 78 305 45 5 b Jid v
ISP IS TR R B R A I PR RO R 4
P, A FRBERIT P, PGL MR iR T I T 2
KR MEE T FE , 8 PGL B3 R B R MB35,
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