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o O B R 3 T AR 2R B E R LRI 2R e R 2 i X
THLARHR 536 7 R s 09 00 A6 25 07 1w, 5 A vE e >4 Aip
PBEIRTT 1Y SRy B 7 KA T Wi 2 R 92 T 2%
I W A B A A SR U

1 MERERTIRER

1.1 H#E®KE JH S F (Immune Checkpoint
Inhibitors, IC1) B & BB &

B P2 K A A1 A L2 e JR S 5 YR T 0 B 1 R
AR, L E R T DLGA W B 20 22 80 AREAR.
1986 4, CD28 120 T 40 Ml i 1k B 24 5 i 3L 30 i 73
FTHERER EEHRANGL KR TS5 CD28 354+
56 MM EEPE T 9k I 20 M AH OGB4 (Cytotoxic
T-lymphocyte-associated Antigen 4, CTLA-4)";
1994 4, CTLA-4 RER/NRBYBFSEHE 8 T T 405+
WG S A B s 2 A OE R 1996 4F,
Allison A B\l o #if CTLA-4 H AR S8, IEH T
CTLA-4 BH W e i b 953 A= 4, o I e 58 36 97 32
HE T HS KR . 1999 4F, Ipilimumab BN B A4
XF CTLA-4 1Y S 2 A A U3 i 5] L JF 78 2010 4R 3
Il PRAJF 5 30 W G Gk 2 ok 3 T A PR SR L R IR
WG, 2011 4F 36 [ & & 24 4 B 4 3% (Food
and Drug Administration, FDA) #it #f£ Ipilimumab
T bR AR IR IR T I E U A

BARPL CTLA4 25 — A 3 AR R 89 1CT 77
2 AFUR FL AR g S0 i iy >R ) R AR ™ BRI T
N . HUIGRIE 55— OCHERY S g A A 5 PD-1 78
i 96 H 2 1k 3 v B A 2 A2 B O L, 1992 4F,
Honjo B HE T PD-1 (1 cDNA 454 Jf FU il H 2
HRIFA . 1999 4 BF5E# KB PD-1 1 R ik

REA% I 3T 552 /& PD-L1 25 & 4 ok b S pE b i .
2012 4F, ¥ PD-1 $T4K Nivolumab 7£E /N 40 M fili g2
B JR8 B JB6 FRR R B OE R T O 3T
2 AR, PD-LL B 4k b JF 4 3E A I IR G 56
2014 %, Nivolumab #1 Pembrolizumab #H 4% 3k 15 3¢
B FDA e, I S e ia 7 dEA T BB Be. AT,
P PD-1/PD-L1 ST & il G5 i 7 Ik (1Y 5 0 25
Yy CIRAT % PO 58 TP i S e A R L3R DD

ICT W BIF & S 1 AR e b b Jeg v o7 X, Ot 35
(7 R0 T W98 38 X0 52 2 KB AR AU AR 3 7 9 ] 1Y)
Hit. 2015 48 KEYNOTE-016 1 #F 7% 45 5L iF 5
PD-1 400 571 %F 5 BiC & & $k [ (deficient Mismatch
Repair, dMMR) i 96 A7 2, #E 3 “ 2 98 Fh 7 6 )7 B
&MY, 2016 4E, Keytruda X AL Y7 1697 PD-L1 B
P 6 30 A /0N 40 i il 8 1 TIT 3058 A7 % IR e &%
WERXF PD-L1 mERBMWEH . Keytruda H.25 —
LARTT 0 U B AR L T SRR TR —
AARIT R AL . ARk Bl G BT R B S iR T 1) R
IF,iE U CheckMate-159 F1 CheckMate-816 28 #F 5%
WS T G M v GRS A R L R
HKRIP RS T B EN S k. S, RrEih
I 24 1 1] RELARE o 0F 5% & 4R R BK 3R 97 R . 2016
4F ,Nivolumab 5 Ipilimumab HBEGI16YT7 B K v FHF
S R, IR U TR AR IR R BORT L 2022 4,
% 3K CTLA-4 # 8 25%) Tremelimumab E17, R
PO SR T S T 2,

T L ICT 25 9 4L v LT 4R 1 2018 4R, Horp
Nivolumab F1 Keytruda Fg3R L, [F4F , 55 H 3 Al
BN FE 7 PD-1 BT E A B, B, 3tk
A7 20 3 ICT 294 3cAtt , Horb 15 3500 [ 254 . Wi

®1 FERERESMAFTFARER
Table 1 Research Status of Common Immune Checkpoint Inhibitors
GRERE R 1E R #HLE [ [GEEE T R I R 56 B 1A
CTLA-4 5 CD80/86 454, 28 wls T A Madssi X Tise B L Ipilimumab.Tremelimumab 2011
i
PD-1/PD-L1 %54 PD-L1/PD-1, 580 n T 4ife 58 & Tk 2 L7 Nivolumab, Atezolizumab, 2014
04 Pembrolizumab . # 75 Wi 2k .
{5 3 ) B 4% I BT
LAG-3 KIEELE B HHI200 T 4000, 5 Treg 40 M1/  TII#H  Relatlimab 2018
S S BE T A O
TIM-3 %54 Galectin9 /CEACAMI filtk CD8" T #4iffs  HI#H  Cobolimab,Sabatolimab 2019
AT R
TIGHT %54 CD155 f1 CD112, T 4l f1 NK Zi i o a¢ 11  Tiragolumab 2019
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T A R R R T AT ) DR kR . AR B TR
XURE S PEPTAR B W & J5 T, 2023 4R TR 15 4~ A 0
KB PD-1 il CTLA-4 BURE S M PR R B2 JE F 5 i
78 B IR YT R BUS T R AF I R AR 2024 AR 4K
RV BLHUAE R 23R A9 PD-1 fl VEGEF-A WU 57
PED R, R s T AR R /N A0 I g IR T P Y
Wt

P PD-1 Ml CTLA-4 BAREGE T — 7 B H 1
A A o AH G I i BE A7 AN R R R B Y 2006, JF
KR ICT 2R 25 o i AE R A i T ). HETE
ZETE FF A ] 500 1) B T8 A A A T2 A I O A A T
FE[H-3 (Lymphocyte-activation Gene-3, LAG-3).T
g0 Mg f % BR R [ M ITIM %45 # 38( ( T-cell
Immunoglobulin and ITIM Domain, TIGHT) . T 4
M A s Bk OB M B B B -3 (Tecell
Immunoglobulin and Mucin-domain Containing-3,
TIM-3).B #l T ik EL 4 fe 40 &) 1 F (B and T
Lymphocyte Attenuator, BTLA) %, 4 Bk | 1
LAG-3 HLfk TIT i PR L% NCT03470922 iE 5% T
Relatlimab Bt Nivolumab {if B {f 255 i & Fr g2 4k
#2024 4F ESMO 4F4x |-, NICHE-3 B 53 4t
T Relatlimab B4 Nivolumab £ dMMR 4% B % ¥
B BNIG T I T3 PR A5 o ot B A 4, =
T PR W (Major Pathological Response, MPR) A
k92 B LAG-3 i 5 e Sk 50 8 5 L 7L
J e R g S5 R B i DR 3K 38 GE AR AT b, 2024
4, ASCO GI K2 /A i TIGIT $ifk Tiragolumab

B4 Atezolizumab KALYT o8 &4 i & £ 7, B
SRAZAE T PRX 20 43 32 ARy 7 T A2 3 4 33, {H % 45
REBRTIL PD-L1 Rk &K, BEHEMNEKEIR
J7 gk gk, TIGHT ) #l 58] Vibostolimab Mk &
Keytruda iy KEYVIBE R 54 58 . 40 45 & 30 %
NREr AN N AN DN AN o R e
Bl b R WAL, RIS TIGHT #5511 xC i
T — 28 ICT () % i AR <, BRI 4o it , 45 43 2 A
TIGIT #0587 78 2 3 A T G R B Be . TIM-3
FIBTLA #0 5) H BT AL T 0 52 B B, TIT 1l R
TR 0 R (A
1.2 ME@AREETHEZEARXREkEK

i 4k M 40 M ¥F 35 ( Adoptive Cell Therapy,
ACT) 2 i 4 iR y7 i £ =0, 20 4l 80 4F
R, Steven Rosenberg B YK g7 P 12 i Ik 12 40 g
3 B 5 P R 3% A R AR RN T TR 9T R
SE PR T ACT A7 g Je ™ . H Al 3 20 F
IGIRE) ACT JGIT 0036 T 40832 f&-T 40 i (T Cell
Receptor-gene Engineered T cell, TCR-T) J7 & . i
Jod V2 Y K B 4 S ( Tumor Infiltrating Lymphocyte,
TIL) Y7 % itk A YU Z R-T 402 (Chimeric Antigen
Receptor T Cell. CAR"TJF % (W3 2).,

FUATY CAR-T 3697 2 MU R 5 i L B 1 e
IR e B ) 25 0 | R A A AL L O e A G A
20 B DR 7 1) 3R 5175 3 ) % 0 L TR - A A 1 A L
Bro DN A8 5 T 4 B T P AL g 2017 4F R H
FDA IEXH#E T Kymriah f1 Yescarta 17, H

F2 MEAMBTERAE
Table 2 Common Methods for Cell Therapy of Tumor
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CAR-T W RN TREEARCEREN T NRSCE 2017 48 BTN R 20 AN FBFlLE &1 (CRS)
J 22 ik A BUR 2 R (CARD L 4 H 3R 51 9F I EEL 200 O 15 0 2 B TR XL I 98
A% KA TE B i 9 40

TCR-T FURHEEN TR A E TUREERFEN 20234 BEZR KHALAN NEHFERLZ S (CRS),
T 4032 A& CTCR , 1% 3 Hoxk il 87 40 i 19 AN g gL
P F R R

TIL MHEE MR AU PR BRI A M E AT H 2024 4F o W E FUR . FIRGRRE R BB R
(CTIL) , FEAR AN 9 18 I 8 4 0 5 AR P L L3 3k I s %
g B B JRE 8 R

NK @Bk i AARRGAM (NK 4083 K%K R I RO AE 2 iAo AT AR LT S AR G
B A 45 T RE « PR 1 1 A% 58 iR 41 it M

CIK BBy % a7 IL-2) i iE MM N 755 2007 48 AT . I Bb g, 52 &30 9% 97 kW
B4 2% 405 A0 S CCTRO #E A7 132 2% 40 e 98 4 g ST

iPSC-CAR #4Hfl fHi i S £ 6 T4 (GPSC) 44tk CAR- R ETH ST | I ik i 3 A R B 25 A fE (CRS) L

57 ik T 8% CAR-NK 40 , FH 85 v 2% 405 i g
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Kymriah [ F CD19 4 F . & 28R — 3 CAR-T
25 WAt HE ] T IR 9T ER 43 28 A Y bk T R A Il
B, B RT IR 6 B CAR-T A 97 7 &b 2 LA
CD19 5 B 40 i s 24 3T JiE ( B-cell Maturation
Antigen, BCMA) B8 55, EZH F LR R E R IG
J7 . SR E H A58 T B TR A 5 i R 75 oK Y 3
s 77 AR 5 e R g B Be i CAR-T 3BT 5
WA EE., CARTIFEMERZIZANE
PR BRI S AL IR T Ok R A A2 2R kL B IR T A
B — 5 IR T RO AT PR LA B A S AR R A AR
N A, AR BEE R G SRR L 2
B CAR-T ¥7 ik B iz i 2B . an 2021 4F iR 3 19
CD22-CD19 B &5 CAR-T J7 vk w2 M B 40 M 1 1f
TR FE K B AN ME ik B 20 B 3552024 4F 10
A AR E AN E A CAR-T 40 LA Y7 B9 B 5% B SR i
1T CRISPR-Cas9 J[H 4 8 52 A # 0 il # 1 5 1K 38
I CAR-T, Bt | A] 52 B R AARE A= 7, DA T Sy [ 1K
CAR-T BT AL TS E v RE. R %™ B
I 2 SRR XU M 8 3R T (B I 5 AR
R iE MRS CAR-T a7l i ig it T HEN S
%Y,

TIL 7 8 AR Iy s A& A ARG IR 3 e 22148, 3
2024 4F 3 FDA AL T 25 —Fh 4 4 Amtagvi i
TIL 4 M7 TR e R R0 . AR EE T 6
E NCT01174121 #F 55 & 8 T TIL 78 6 45 45 & %
S FLRRIE TR B SR e B — e
{HH Hr SRR TIL ¥ A& A7 8K 35 8 i = i 2 00 478 TE
B2 . TIL f5 K0 0 34502 m BE S A1k B &L
., HAT S B A 24 I R F R AE #E 47,
29 TIL & J iy 3 28 IR 3 A0 46 A 1A Ak BT 7 R 19 1 Bl
A CTIL P3G 2k 72 rf 19 20 B 4 738 FE 0 . K5 o TL-2
IR TT A ok 0 2 M DL S AR PR RS T 2R B R X AL
EHE 7

B R IR 7 2, TCR-T J7 ¥: 78 b e 45 Bt A7
M., 2024 4F 8 H, Bk 3 TCR-T 41 M J7 %
Afamitresgene Autoleucel ##t E1i, H I EA
FRE 43 AREAE 1 R A S AT ) B A B P 9 IR 9 1Y
N B EST .52 #4523 # 36 Y0 1Y R bR 46 /1
e TR T IR —E AR 0%, Tk
TCR-T = S AFF 58 8V . H 120 R 5% 1F 78
2295 b A B A AT, ) AN 3 9T e I A Al R R Y
TAEST16001 76 11 #IWF 58 45 By s &, TCR-
T 7 FH A9 25— 5 1 VR T 400 B %) o 5 B A b K
1 2ok A v G Al R GBS S AR Ak oy — Ty TR

T B, B G 2 O BE 43 38 . TCR-T
20 2 3% S LA KR 43 IR 0 e R = R S R Y
S 87 M LA R S
1.3 FrE A 49 6 30 72 Ph 2 8 7 O A R B

VS TR 0 1 SR A T I 9 R S AR R IR T Y
WIS AR 2005 4, TR EDHEE T 2R
— IR T T 5 AT A AT Sk FE g
H i S0 N A 5 Mg ae it B, wRm
B 19 00 S AE T 38 1 % 5 2 58 D9 48 0 L 184 0 o 2 X
i g SRR % 1 R e e 396 iR LA D RE 7 (] R 3 o R A
HAE TR TR RE, T-VEC WM T —F
P LR 98 B S Bh IR T I T I R 96 UE SE B B
TEIR TR — 2D TR BT R ROR 2 T W
HAF bR AR 455 YRR T 0 55 — e B B 6 {2
IR PN 9 B g o T BRI R ] L G i A0 B %
ZAWEGEAESE T H 5 ICT B A W F AT DA S 3 42
IR G

MNEF — K IR VR 97 M 1 Provenge T 2010 4F
B FDA HEfE™ , ZEASRIEENE A 16 F M
JEIRIT PERE T LT, B 55 2 B SR I . T R R
R 8 22 b 96 e S MR DT IR SR Bt R e e B B 22 Y i
IR R R B T A a9 AL 35 mRNA-
41577 Cimavax-EGF™* | TEDOPI"" 45 5 # 7£
) Z2 = e A TTL I 0 DR BF 5%, T ) R A 1Y
LN

R A ) R0 AT R T O AT B Al A 98 2 i
AW 2E R AL L QAT R 2 R R AT B 1R L 4R 2
A HATFR R ATz —, B EENE
Je o3 B AT I L bR P S 45 2, iy o I 3 PR O
it 19 FL  #IDK P9 465 245 ) B S 928 R G R0 3G ok L LA
FHARE ME LA PR IE ; 55T 40 Jf S 5% 760 L 49 2K U 45 5 o
il R A BRI S, T LU g 96 97 1 5 1 3 1% S R
F F5 IR SOR AT RE U ARG R B Y R Y
AW LA AR TR Y R A KR, T R 5
mRNA 77 8 1 B AN R 58 748 | AP 1 i DR 44 58 1) AN
B 1 DR DRy e 286 7 O R 20 B ) i e ik = R
14 Bifi 7 5 11 PRI 98 5040 L X T3 28 XU H AT w4
BB B T AE #LYE . CRISPR-Cas9 £ GifE M 5 ) 2L
i L KA T E, B AT T e R AT
T A DI S e 2 R AR . 5 =L 0
R VA IR 9 BE IO A PEVE L Y S R G A AR T 2
JE O P T T Al R B A0 B PR XU A e DR T R
CEANETE LA BB B A R AR S 2 R B AR
() e P S ) B AN AT . H AT ER 43 i o8 2 58 i
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it 245 72 1C1 Je ACT ¥7 i [l Ji5 1 I %) 5 7™ 02
PPk R . iiRd 7= A T 2 0 ML T A2 Ak R 1
JoT PR B 3 TR R Y R kR AR R L X (R S S IR T
JUESZ R

G g2 2 R B8 w5 R G 2 T6 7 i Uy X
F2 0] LIRS S DO AT 1T < T8 B S g 0 RS
PUIR AR 5L 5T G g2 S MR 4 L B T L R S 58 A
MLPAE TG S5 Ak . FEid 259 20 2248, IR G 58 A
B =AY BRI, S 6 0 ] 1 e S R A B A A R
Sy PRARA i R . E 28 DI BR B B T B BE L L A
SE VA e R LS R =R A Sl B R e N
FEE o P T P AT B iR I e B A R Ok L AT
PR 2R N G 3 o B (e ok o o BB 3 LA
MR ARG 1 B o i B B b Ee T R Y 3 00 g5t
ARk T 40 ML TEN-y 3 00 17 5 2500 ik 97 e D 22 3
T2 B Al v 2 R o RSB 2 R B gk

L

CD80/CTLA-4

RFER M HIEHTE M

Tl BRI 1) 400 ) P 46 5, S 22 200 MM 5 4 K DI BE K K AR
BRAT DL 28 SR 9T T 24 1Y R AR A0 4 UK P T 2Y
A B 2 G P80 7 i I B 358 B T 88 i 7 e 7 T S50 4
R 2510 S TR SR T A AR T
11, W52 2 7 TR A PEAG A S 1 25 42 R 1 23 1 hR i
FCAEIR ST Ie I I TR B0 52 v 1 D RE AL 1 ] I 3 5 485
718 1% BEATL ] £ AN [ b 95 26 2 rp iy SE MR R AR
2.2 IR ERERE

G Tl R 58 1) 400 ) S 20 G 72 A R ARG B
2NN R BE B R AR A BB 05 b O A% 0 S T L R
I A B B AR JAE K PR 3% R AIE 9 0% i R
ik 15 5 22 (9 TUs A0 X HURE S s8R T IR R AR G . A7
] G2 2R S B PR S5 4% IR L 1 S B~ 4 0T 00
4 AR Ay RN FR G M A A T R G P
PREERHE A (1) R R AR o B LT RE R
T3 B R U S R MR I 24 B L 2 UL TR
I I S 7E I BOPRAR PR AR R PR K A N
KA AR TR AU ; (2) RGBT A AE AL 5 L
TN O S WS R 2 A AE I B L R A
B HER TR SR AR A 1) (3) R AR AR AE
T DL DR B L B2 P RS 53 TR R o O 2 R AT A
R 1 DR R 22 21 Ak 20 R e D 5 19 9 80 9 93 440

%:ﬁ.. P

- {
" MHC ~. 7
|
PD-L1 | "'37( IL-10/TGF-B
| 20

pp-1 1

SIC -

NKZ i

ﬂ}ﬁ’r?ﬂ]ﬂ& ‘[IL- 10/CCL17/TGF-
e —¢

Mi1E R4 M2 I 4 i

1 MEEMERAEETEREMARE(MHC: T 2AABEEUESE; TCR: T HEHFEZ 4 ; PGE2: AT FI IR & E2;
TGF-: 3k £ K B F-p;CCL17: #UEFEE 17;MDSC: B8 SRiEAIIMN I MM, AE{EH Figdraw £ 4)
Fig. 1 Immune Cells in the Inhibitory Tumor Immune Microenvironment (MHC: Major Histocompatibility Complex;
TCR: T-cell Antigen Receptor; PGE2: Prostaglandin E2; TGF-B: Transforming Growth factor-f;

CCL17: Chemokine Ligand 17; MDSC: Myeloid-Derived Suppressor Cell. This Figure is drawn by Figdraw)
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i 92 31 B A SO 24 5 (4D IR 28 A8 R AR A . W] DL
TAR 53 FL IR | BT W 2 RO B T AR AR A
VE A ) P 40 Bl ( Myeloid-derived Suppressor Cells,
MDSC) T T 408 (Regulatory T cells, Treg)
SEE AT A e A L S R i AT 24 . PRt O [
JIf 98 ) A 2 A B B AR 2 3 ot B it 245 1) PR R S S A
[Fi) A A Ff 6 ok B 555 v A R Sy ok 3 i 24 42 it A7 ik
i o Bl B O 2 Y K, — L AL A T
G IR G BT 24 SR A 1 — S SR L W AR R F Y R
FE 09 1 38 T RE L SR A AR AR R

B A G 0 T B 8 A 0BT 000 Ak o i 8 i DR ARG 0 ) g
AR ARBEAR, I IR v 4 5% 8 0L 0 S 288 3R 97 L
S RBUGEATREI . SR B R AT B = AR A X b
TR A BE B PEAS T B, X T — 3 43 AN B4 i i g R
AT e PD-L1 363k 1 B8 38 A1 AN W B 206 97 3K
gt H T AE AT BE 7S T 3R A P 1 285 19 J8 % i o R
UF B AL BRI E o W0 R AR 38 Ao A BT R 9 OO BE B X 1
Mo TF KRG ARYT T B Wi i S e i AR R BE BT
AE B0 IR S 2R T T R
2.3 BEEXAREHS5BHE

s A A R 34 (Immune-related Adverse
Event,irAE) — FJ& il 29 i S BEibr i 2 K R
MH—3 ICT 1T 24 irAE 9 R A T £ 2
P I PR L 2 4 TCT 3R I R Tl 3
2019 4F JAMA Oncology 2% H) 5 Mr 25 51 wos-™
irAE J A 2 6600, 3 B E irAE RER Y
14. 0% . AR A HL CTLA-4 #1571 9 % A4 R m Tt
PD-1 #l5%l. ¥ irAE BRAER W REZANHE, £
PR A4 224 A I T I PR o b BB Ry A
RAE TR LS TCT By HIA R 1 55 Y RIXE , PRt 3%
G AL B A b IR A IR T B AR S TR 2 — . The
New England Journal of Medicine (NEJM ),
Nature Cancer S5 KRR K L HEHEHANA T
irAE B0 A T 5T . BARERTE B
— LU e R R BE S X R BT N irAE ff —E S
F LB 2 A B PO bR B PESE  E T
Xof e AR AL AT A BT AT, fE DL AT 38 R 0 E 5 AE
PO R PO ir AE AR 0 KURS ACHE . v [ I R fie 98
2> (Chinese Society of Clinical Oncology,CSCO)
WHE T irAE B9297 38 75 F LA Il PR Ak B TCT B
EEORE LR W N R R Ly b AN = N S NP
FH B T B 35 W8 K T00ER | fo 2 00 ol 790 I A
B e KA H DL S B e BE BT AR . ACT 45 4i i1 iA ¥ LA

KAy 300 R RE 45 80 ir AE, HLE6 43 A= 4 il 550 mT 5|
- SR S DN SR i G S (TN R Y QA
JELAH OC M 22 BE MR 25 B AR A5 T BERSE , — HOR AR R
Pa shReA P, HHid el 2 M CSCO K 3¢ & 5 57
24 98 RE B 2% (National Comprehensive Cancer
Network, U. S., NCCN) #§ i H# # 14 &b 3 )y 5
HEAT . fRTR ir AE JTal R i PR AR AT 58 T 50
PR FR S NS AR Y R BRI L O
irAE %A 1 — MR S T B8 IH 48 2 AR XU £ Il R
PSR BORJZ T8 A 7 it 1) 2 2o B b s 08 G 1k &6
A T 2B 16 A AR LR DR G e S5 T B v o R % e R
R M

it & (Hyperprogressive Disease, HPD) 7E %
FEBN R R 32 ICT IR YT S H B9 9 PR 3l i Jre
) — i T O 28 TS B9 R R RO L, 2 ICT IR 97
(> WLAR 23 7= 5 0 IR R RETY L R R A T
FEAL I 35 B 5 G Sl R BT 10 5 ek s A o L A
T TICT AR FH T H A 2 HY G 5 A6 A i 38 S I 1 1
JIEE G2 e % 5 T 20 M 53 4 7 AR Y 1 4 3R A A i I
TR BN K AR T AR S O S AR 0 B
FHZ5 J5 F7 2L 9 0 F 58 7% 88 T 40 B #6 9% /= by 9 410 )
PESZ AT 5 B A e MR ICTIRYT IS s i 1 1k T
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Abstract The emergence of immunotherapy represents a paradigm shift in cancer treatment, with immune
checkpoint inhibitors, as a pivotal component of immunotherapy, now established as first-line treatment
options for a variety of cancers. Concurrently, innovative approaches such as adoptive cell therapy, multi-
target combination therapies, and cancer vaccines are further propelling advancements in this field.
However, due to the complexity of the tumor immune microenvironment and the diversity of immune
evasion mechanisms, current therapies still fall short of fully addressing clinical demands. Future research
will concentrate on several critical areas, including the identification of novel immune therapy-enhancing
targets and immune checkpoints, the development of more efficient cell-based immune therapeutic
systems, and the optimization of combination strategies to drive cancer immunotherapy toward a more
precise and personalized approach. This review discusses recent progress in immunotherapy, analyzes the
challenges faced, and outlines the potential and opportunities for future research, aiming to provide

insights into the ongoing innovation and clinical application of cancer immunotherapy.

Keywords tumor immunotherapy; immune checkpoint inhibitors; adoptive cell therapy; tumor vaccine;

immune microenvironment; immune evasion
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