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[ Abstract ] Therapies for tumors continue to develop, and tumor immunotherapy has emerged as an effective means of controlling
tumor progression. Given the limitations of immunotherapy, only some specific patients can benefit from immunotherapy. Since the
complex tumor microenvironment is highly influenced by individual variability, immunotherapy will be subjected to different degrees
of immune suppression in different tumor microenvironments and thus cannot exert its full effect. In the tumor microenvironment,
regulatory T (Treg) cell plays as an immunosuppressive role. Numerous Treg cells infiltrate in indifferent tumor types, resulting in
immune escape of tumor tissues, which will have a negative impact on treatment and prognosis. CC chemokine receptor 8 (CCRS)
belongs to the CC chemokine receptor family. CCR8 is specifically expressed on Treg cell in the tumor microenvironment and
expressed at low level in the surrounding normal tissues and peripheral blood thus it can be a specific marker for Treg cell. CCRS is a
potential therapeutic target and biomarker. This review summarized the research progress of CCR8 in different tumor types in recent
years, so as to provide reference for subsequent research.
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chemokine receptor 8, CCRS ) J&—FiT sz 2|5
ZRIEM @I T2k, CCR8FEMIEFLIRFETE
PN FR) Z2 o g Sl 1458 19 Treg 40 g H s 2256 . T 4F
KZIWFIY 1 FW], CCRS' Treg i AL w5
APV —FI AT 58, I s S A4
RERIT IR, 1) FRIK CCR8 M Treg 21 i 7]
DA R 3/ e S A5 Hh i i b L 240 L 1) e s
. MOk Z e R, @i &2 P8 CCR8MY
TETEDRENS 2 B IR T AR o AR SCRT
I AT SR CCR 8 A 7 Ji g v A FH AL () ot 5 i e
HATZER
1 CCRS8#ifiA
1.1 CCR8#HIL

AR — R AR XS 3+ i /N ) 2R
o, HEART g o i 52 075 S 40 i
TR, B TRz, Bk
W AT DGE o HoAh s B S S M A A . 5E .
RN o A 2 AR — 2R B R G AR A G
2k, W5 T45G 5 eI s S
I, A TR N . B A,
Ak R S HLAZ A RT LA b 968 O B8 v i oA
Al O, fln, 51 B RN A DGR CXC
WHRAALIH T2 443 (CXC chemokine receptor 3,
CXCR3) , SHREEMHIH I CCRELN 1%
&2 ( CC chemokine receptors 2, CCR2) , PIM
TE I A M 78 vh R AR EAE I CCRA%E .
WP A B EVEN, AR A
YERIAIR], PRI TG FH B — 3 ke LT g i A 7
7 FL i

CCR8JEJE T CCt#afb K+ 2 AR Z ) —
0, HHANEN T2 kR, CCR85HALA
A IE LT R R N, s LA
A (g A B 0 AN AR MR Y SERE N A . BRAE
BEgs P KW, CCR8ETEAE i ke 4nie . i
JeA A5 1Y Tre g 41 L RN /b E 350 0, T MY . FRAZ 4
ffl . NKANME R FIL, 2150% 1 5 kap TN
iKCCR8, TMICCRTEAN A MM HIIE # ZH AU b EL
A R FH BT A VbR S RN R s
YRITHE A . T B 2 X CCR8 B H B AARB 58 B A Wt
R, CCR8ULPI A i H AR B 2 14 S i 4 i
g, PRI EATIR KA A Rl RIFSE 25 1] .

12 CCR8#BEARAL BTk

CCREME AT CClta b T BLiA1 (CC
chemokine ligand 1, CCL1), CCL8, CCL18 %
CCL16%5 . TECCRSIrA AL, CCL1YME
—Z AR CCRS, CCLIMEEIREN
YEF, T LA A4S Treg 240 M ] Jib 988 Jmy B 1 78 91175
TN A Treg MM 955 4E , 5 CCR845 & FHiE
A5 BRI, 3R A Treg 2 At 19 G2 32 30 ]
ey )L 7ESLRES, CCLIBGEM] S Treg i i
) EEW ST, fERENILIRE T REER
B FEge T, CCLIRZ: 54 i 2T 4k 40
B 70 hy WU RS 2T A48 240 0 ) 0 s i, 2 il S &1
RRIPETEIRTT RS 7 L CCL8RY E BRI RE R TE Bk
I BN B s AU LT A A% i, CCL8IY
FRWSIME R E N BUSH2EME . Lou
L RS BT R B, FEYRIE KB
Y Ik I T CCL8 MY iy ik 5 A B A 2 UM
K, $&NCCL8A LIME N —FiEYibn sy, 5
PP PEAET- 8 -1 (programmed death-1, PD-1)
1) 235 . JREEM 2 I 40 A IR T A O A G
CCLISFEAATE T MARY R AN MG b, FE2 5
RN L R AR RS AR R A G, I HaE At
LR G 5 A A5 ) 3 T BE AL 1 Treg 2
g 0L CCL 160 3 B AT R T 200 f
ik, AT LS CCR UM H A FH A2 i 9 200 1) T
¥® . CCL16H T35 4 i 2714 TIbk I 20 e Frw
SRR o ik, CCR85 A
RO EAERHTEMIE Y R4 . R RIEEEAE
H, AfpE—20s% .
1.3 CCR85 %X £

FERR A B o, CCR8FEAE Tregd il
FRik, HTregHE R K% . Tregdififi/2 Lk
HEZE FHP3 ( forkhead box protein P3, FOXP3) 43
FAE MR ER—FICDA R TIR L MM B, e
FE G ZERR A AN B 1k 17 AR G e 1k s T T HL A T
TR R, Tregdl i B 26 1A CD25 HIAH il 7
PETHRE A REAR BT 4 (cytotoxic T lymphocyte
associated antigen-4, CTLA-4) , J17] A5 i4F
AEA A S N B AR EAE T, A B TR R vh
RAF G RERE R VE ], BB A% S RF AL i 1
KA. kIR AR, — 7 Treg i TE
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SRR . AR g b Ha R 3 A
BIE N A s AEAT, 5 — 7T, Tregi Mife
ilvyed b BLAT 5 Bh R S ks i A R LR
UTAESR, AWFSE N SR, B IE i I 4 i
( tumor-infiltrating lymphocyte, TIL ) 5¥%5KAY
PG A e T R PN Treg 20 L 14 15 8 5 0 1 T3
J& . AR 2P RIS EARDG, WFLYE . b
NN LIS 718 I Nk 2D = /g1 a1 D pig
Treg 2 AY AT A7 70 AR A1 5 40 e AR B 1) G 2 1 i
A2, CCRS AIME N TregH iR TP EAR EW)

HET, BFE S 5 Tregd $l 3 e AH 6 1
S FALFECD39. CD73 ., HAIMAZE-10
(interleukin-10, IL-10) | IL-2, Fikifg. %%
fbHE K A F-B (transforming growth factor-f,
TGF-B) . CTLA-4, CCR4 K CCR8%: ., TregHifs
T DAFE IR A5G TP A& R, AR T
KOS TAR ML AR PR EE - Treg 20 Hh T AN s
WEEEAR . PIE N IR IR, HAT AR SR T K
FETE NI B S e i, I HLASOW TAI M 5 Treg
MrrLERig e g 2 AN, TregfHifik il L
B IR OAEE, W Treg 4 23X CD39
A A BT B AL IR T, b
RAE KL, SR B e bR A ROR o Treg4i il
T FOXP3 A M= 3 15 )7 51 CNS 21 Tre g 4l Jifd 7%
AFABE P RIS EXEE, B2, Tregdifiiy
FE IR O E b A B R g R, T
CCRTE MR Tl PR 15 114 Tre g 200 e v B ) 14 A e 1
Ik, AT LME RN Treg N A4S B bR G, M
HE 7] Treg M AT T SRS AR AIL T H R 281 11 .
2 CCRSEMHIRIERE

HTiT, CCRSTESIEF i) S fih A5 ¥ L
BT, KRR, CCREFEE
MR A R R EZ/EH, CCR8f
IR — I S TR TS
2.1 CCRSZEHAE M B P oy B R

AR, CCRSTETH LB b b i1 FH A2 2]
TRZXE, HEr, cAWREEEYERRS
Hrxt CCR8TETH AL e b B9 VR TR AT 1 — 2 1R
Ko 20154E 1 —TimetaZ3 7 1 R, CCRSTE
45 H e AT AT RE S — A e R IR I ZE . De
SimoneZ 1> Fi| A 57 20 43 W RS20 IS BT K 25

B e R VRV 1 I B 4 A I AU A
i 1 A 45 CCR8FE N Y 34 5 L5 A R AH S Y
FH, FHICCRSTELS H M vl REAE MR YT HE
J o TR RESE N LEE ( The Cancer Genome
Atlas, TCGA ) ¥ g hxf B g 22 5 3k FL H
AR 0BT R BT 49,95 CCR8TE N il 81> X Al ik
R, EBATE B 9 TP CCRSS& S i & A . R
MFREHE T, Weids MmN Rk
W26 53 BT & BRAE 25 B h CCR 8 J& 5 e i
HHIEH S 2 —

B T A5 B2 T B 2 Ak, AE /N B Y
if, VillarrealZs N1 % 31 ) S0 7] CCR 8 119 2 74
BEPLAR T DL E I Z2 /N CT26 . MC384% E i
FRR e R A A, I AT ATSCAS I 9 S e 38
g, YR ASUN T4 ) RE I A N U8 55 Treg 240 Ffd (1)
TaPE I RE

e IR R AR B2 b, S
PR E R IR CCRA I &9 A B S R A A7
A N e RS R Th CCR8II Ik R
i, CCR8SGHUG BRIFHI K " x5 HAlm
I AR 6 sl Al LI 25 AAT, AT Bt —
WE. £5 1, CCRSHHITE T fb I e 40 At Hh (1 3
AR A KR MBI A Rt — T
22 CCRSEIUISE P ey #F 53t

LA AN [ 3 75 2L B 9 G 2 S B B v 1 92
PO R S FLA R T AR B O, e
Treg il g v 2 15 i CCR8IA 1] g & — A 4 1)
et Plitass S ASURAI O, BB
S HNRAA L AU BARAA L, IR Hr 3 S (9 Treg
Yy F IR CCRE A, WAERNAMF /34T,
INT S54RI L, CCRYEFR LTI
MR T2 K H R e Tregd it i 263k, i 0F
G R IR PR CCRYIN R T 8 i 1y Mg 12 22
PE, I HSRZEMAAERA G, FUR T 1l i
MIECARCCLIWE [iH, JF H MR CCL1 S
P FLRE I Treg MR A 5% 11 L 20194F, Wang
2 [0V % I, CD45SRA-FOXP3hi Treg4fi il &
FERIKCCRYMIEAE, JfHXTCCLIEA B &1
ke )1, UEE L FECD45SRA-FOXP3hi Treg
2 A A T RE IR AR T LR R k. T
EEN I, FEMER R = 0 — B FLE
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PlitasZs " RFSE L R I, 5 H A LA R 7 A
Fb, ZBAPERLAR S HiRE T IR CD4 T T4
Mo, HohTregdi s oeh, RIH =ML
o R TP v S iR Y B I RO . TR R
LI CCROFE AT E 2 5 7L 1A= 28 1 e %z
PIFIAHOE, EXFCCR8 K HFC AT FL IR 4 4
AR FH £ R Ui AT A 2 R, )
i, CCR8FE = B L i B e S R 5 v (R A
BL 5 45 AT AT 1 T B8 Z SR IR A
2.3 CCRSE ik 2 4ht G P et Rt &
CCR85 1M R G A —E M OCHK, CCR8
149 2% IR Ry A R ML A 2R e IR G 7 Bt T —
Pl LB, . FLAE20014F, RuckesZs 12 5k
BT CCRYTEM AT s EH, &8
CCRS8/5 55 BTN F i35 T 40 At 1 3
FEARDG, FIHTA H % EE R P CCR8(F 5 1] LI
HEEPETA AT, 20194F 1 — T )C T L #E &
A A L 40 i P L6 P PR XS 2 R, A
i TLROW S A6 97 f5, CCR8FEIL T, ik
HICCRS AT RES 2Pk bk I 40 B (IS AH G . 2022
4E, Zheng® P 5@ L B CCR8H S P 2
f&-T ( chimeric antigen receptor-T, CAR-T ) 4
i, % PHLCCRY CAR-TH AL FEIE
TRy ThRe, W H 5 HAMCAR-TANAHLL, Bt
CCR8 CAR-THH il HAT B s bt Mg AE .
CAR-TANMIIRYT 1) R AR AL T —Fhi SR
2.4 CCRSEL KRG PR3 E
CCRBTEMWAR 2 Ge Mg rh A 2 7
JB5 Ik g8 7 THT o 20134F A B T CCR8' Y HE 2 4
A 5 g A BT 9 A 18 1 o, R 8 o s 191
NJE & P KB #ikCCL1, CCL1-CCR84HA
B TR 48 . I LA A0 B S ks A A 1
Liu% "2 e k9, i Hld A CCL181E M,
CCRSZAE 5 52 4l B IR T AL 7%, $m BHLIKT
CCL18-CCR&#lIE 54 4 Al Be2s BH -5 bk ds
AR EE . Wang®F 2 5t idk %259 1 L 1 1
M gt e g 8 3 0% [ o 0 9% 45 B A 0 1 R 2R
Br, ZIMCCRS Tregdl il iy #1852 =1 14
% e s S8 A TS B 22 AR DG, I L o i oy
CCRS" Tregl i i ¥z AR AT AT ALY 259 1Y)
J¥#0. CCRS" Tregi i B 7e NLZ IR 1 5 bt dea

R TR E W Tregi T AL, I H AT LL5 R i ye
AL R A S e I o 5 A /) BRUASE 7Y 512 56 2%
WAHARL, 78 % e e Pl o X CCR8 1 B4 A 1T RE
2 A5R T CCRYYT 1% S5 PD- 1 BAH 25 Wy i B [ 1
F o MIE AR CCREFE IR Z Gt M v 1) 38 24
FHA 4 R B

2.5 CCRSE Kk #FH R 20 Az P o9 A Rk

TEIT AR AT o, CCRSTE Sk #5158 @k
21 B9 v /R T R 48 7N . 20204F, Sun
a7 R FH AR S B R e H X T Sk S IR 2
Mg S5 IE R A B2 R RERER, KT O
CCRTEN M 11455 g AH G T 2, 2021
A, Meng%s 283 3 6 TC G A B 128 i e 3 e 3
[K#ik ( Gene Expression Omnibus, GEO ) %4
J TR S BCHE ) A3 AT, I S TS N R
WA KB PL R, Hh G CCRS, R
CCRSTE Sk SHB i R A0 i vh & 5 G AH 5 1
HEVEH.

ATWFFE 2 A D IR 40 MR HE 0 IR 4
TR FEA IR L & B, CCRS' Tregi s 11k
g R 20 B e v R 3R, AE 1T R SRR 40 P g b 4
HED. BIFIIRRE2MCCLISH LIS CCRS8I)
FEIR A E R, CCRS8' Tregd A 7E I ed A 55 vh
KA PEINEIE o 107 SR 40 f g
Fujikawas ° BF5% &K 3, CCRSMALACCLITE
i e A G B 41 b 2 35 Fl, JF HCCL1AT L
T CCRYFEIFI B HRRANMUIm AN R ( TE-S.
TE-9FITE-15) i 1% Akt/PRAS40/mTORTH 51l
B, HESERF AN AR BT
2.6 CCRSJEIAupF Iz b oh BF 503t B

HHT, CCRSTEI AR vt A W58 75 A Wi
k%, wlan, fERE, SHEAME AR, E
K 504 i 308 Ji e () A AR 5 A0 Sl A AR 2 AT L
X% BLCCRS™ Treg 4 A 1231 5 Ml i Fu & 1A T 446
2R, JF H.CCRS” Treg4ll it 2 i ] LA i 2
HlCDS TANM RGBT R Y AR R
JErh, AL FHETCCL1-CCR&M AT L FH 1 28 (5,2
TR AR s LRI R R
Berenguer®s: ' BFSY LR, CCL18T] LIBH I i
40 M98 20 M i B S Al i A28, T L2
FH CCRYS ™5 | A vy 290 it 14 B A0 4 2 114 5 5 T
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JGo BHTIE Y Bon, 5 BURA G /NI B
S 0 T 5 40 S TT LAREFLCCL18, CCLI18H LA
i 1 i IO 068 240 e e B 1R 28, CCRBFEHCCLIS
132 R R R AR, R WA 538 1 Ak
PRAS40, [FICCLI1SHICCRSTER T h HA &
BAEH, ARKMORME. Btz CCRS
WA K IR TAN M R ik, CCR8WLA Il AE 2
B RRTYNMEk R (AN ke B N 28 4L 25
fiE ) BIRTF R S 0 CCRSTEZ i v i
YERE 28 8EM, CCR8TEANRER T H R
i s A A R S 22 Y SRR S IR S
2.7 CCRS#FRFF R R

AR, A /N B A sl A i g A AR
CCR8A PRI I B LB —E M. 2021
4F, Campbell®s BP9 LB, FelfbRIHICCRS
Uik BT T HyT g s, - B BtCCR8HT
RN HE g ZH L sg AN K, I L CCRYYLIARHE
vy Treg 2 A AT L4 T g PN CD8 Tk L 4 A i bt
[ % /7. Van Damme%s 2 BF5E &, HLCCRS
Puik 5PD- 1 BT A (0 FH AT LAAE Jif g A5 Al v =
TR IVATT 325 . Kidani%s V7 BRI,
CCRS" Treg 4 il #7E v T i T A3 Ao 2 2% %507 T4
JfL RN Treg 248 JfL AR 53 W FE AL AR R 252 AR T Ve fhe iz
RE Sy, JFE RS A S ARG . 5Ll
Bf, Weaverds ' FIH$TCCR8$IIKGS-1811, #£
N A S T CD8 T4 RN, B TR
BB 9 AE 2 o T I JeE B vy, HE AT BA B A
KGS-1811 I PRIt IEE TP . Ibak, At
5% S SF I#EIE CCRS Treg il Lk {4 CCR8 T
RETT A A%, CCR8AS &5 Treg i MU Y 2R A il i
PEMIRITHRETC G, (H ] LIVE K — P HRiC Treg i g
MIAREY), X TR E A NA KLCCRYIJTIEMN K '
il HAET, O 23 PuiERIEfESERS T RIGIR
R

MIME 2, WA CCR8YT M iFAb—J7 Tl &
AEn BB HARREER N, J3— T HH T
CCRS81 35 i B Rl 7F Treg i, #E ] CCRS
A2 AR TN 35 AN KSR, X 7 5
) 55 — CC AL I FZ AR KR A CCRA 254
SRS ER BT ( mogamulizumab ) A i ASIE . {H
TR, CCRSHULTE B IR G e 40 i rh K i

Fik, IR CCRYYFIEEALT R A&
R B REATS SR A VR P AR R Sfe s #E 1)
CCRSHLAIY Treg 4 MuFEIR YT 15 5L 5 CCR8AHICH)
PR YBER Y & R 1R E K
3 CCR8mllfa Rk e it B

WEHW, A XCCRIFUEMIG IR K &
AR, (HIEF RN ROERAT
CCRSTEN RSB TS E, Jf H.CCR8PLiA
/)N BRIl A B r () S IR A T A I
PRH B B i R A mT e
3.1 CCRS8# &R FE 1A

Har, 2205 R CCR8" Tregdi ity
PR h R S TR BB G, BR T 3
Hh T B 2 1 I A A B 2 T D7 115 B CCRS
RS REH 452 a0 0 0 e R
SR ARIE B CCR8 & — i 5 10 J5 AH & 1 A s i
Yy, 1EFLIREE T, CCR8/FOXP3 mRNAZFEIA I
SEEMTE . BN S AEAEEE
Li%e V0 S 3 X 1254 A i ) R R
A, RIMCCRYF AL, CCR8IMFR
RS W2 A UG R IEA DG 7ERT SR
WA R EREARTFSE &, CCLI1-CCRS8HAT LAY
M) LR Bt S B A 5 ZLRR I S B B A LU B, T Y
FOAA 2 2 a0 51 BRRE 9 2 & %, CCR8JERITHI R
R EERBUS R Y RS
FREIEFST L R, R ZR R I AR 5 g g
Z CCRS" Tregdi IR, FH-5 8 E A% 4H
Ko FGEAAE A28 Z 1 IER Bl , CCRS
550 22 e TS AH O AR 23k & B
3.2 B ATEABATE s K

AR B I R 0 Sk & £ gL, (BAE
SEERIE R N I R S0 IE AR AT T R . H i,
O Z 2y IEERERE T, Wes
7 5 [ I R 06 9 3y 1B iC i BAY-3375968 .
GS-1811. SRF114. S-531011&%LM-108%:2454)
BAY-337596825 %) B 4 U £ T T 9311 PRI 56
(NCT05537740 ) , BEIEEHZET, HZE
WF5E P CCR8MHTBAY-33759681K HI M1 i ) 2k £
PL 5 BAY-3375968 5125 75 i 31 S AR b (9 4 ]
X} EE LA K BAY-3375968 -5 i 1] Bk BB K FH 245
YR AR N Al MR . B PEFL AR
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Sk S90S e R 2 B S SR A R T 2Rk, X T
CCR8HLHLGS-18111YIm KikE: (NCT05007782 )
R AFFEGS-18 115 FEMA R Bt 78 i 11 52 {4
FI/E T . $CCR8FAHLLM-108 1 I R X 56
(NCT05518045 ) NI 252 LM-108-5 R %1 |
BT AE M) S AR v g AR G e T/ T 9 IR
56, PLCCR8HFHISRF114 (NCT05635643 ) Fi
S-531011 (NCT05101070 ) WUJ 43512 56 -3k 2350
fife LR 210 60 9 R e B0 e A S AR 1 T/ T I R 3K
55 MEHEE R PR, PLCCRSUMARTE LA
S VR R Bl e — IR ST
4 B =2

Zi BTk, Y825 CCRSHFH B EL AL F R
R IEAEARWHE T rh, BfE B 2 0 58 1 e RN
2 5CCR8_I FHFF @ M 0 &3, AHAE AT L
AR () g £ A BT IR YT SR . CCR8A
BAMUR AR PO ST TP TS, A
KHPR | HAZ 25 Sk R R, sk
RER AT Z W5 IS ARMS A B 2 A M EN A
Mo BRTIAN IR 1) S ik i e S8 10T R I
FEJFE, AE CCRS K HAR S AR 2 1l —A~
BRI ZEME T . T 2R SRR 0T LR T 9T &
Xof B RS B BE VAT OIS AT s T E AR W
Al PRACES SR dT 5 A R4 1] 245 4 1% B
G, WSSy . BOTINES, WA
ZARPEIRTT R M B R AR 25
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