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Research progress on the role of CX3CR1'CDS8" T cells in tumor immunotherapy
B4F fra B F R (P AR F R EF LM B R G ER ks, #1de XX 430030)

(3 Bl ST R0 RGREBEARIT  BAE T CX3CL1 B B 54> T 45 My AR B fE7E B 5 H 324k CX3CRI
LR S A0 M ) SRS, 2 5 2 Fh g i AR AN e G i F8 . Ak 7 52/ CX3CRI1 W B2 CX3CLL M E A . A
I, CX3CR1 [ IEFE7R CD8' T 40 (K RN /340 IR 2 , CX3CR1'CDS” T 40 i EL AT 20 0 75 1 Ao s S . 28 ORI R 2, AR b
CX3CRI'CDS' T4/, CX3CR1'CDS" T 40 fa 3R T I 3L 4l 4 7R R D& K. (R, CX3CR1 X T CD8' T 41 i &5 itk (2
Y1 1) 2o B R SO ILTE R (0 20 L S BE TR 9T, T CAR-T Al vy v B BRI AT 7R B 4l e 22 6 30080 R AR /N4 i ez 1)
PD-1 #7697 H . 4N 1 CX3CR1°CD8” T 4H A 1) o7 b 597 UE ARG, #2278 CX3CRI A2 - H Tl 40 % V68 9797 AU 7 T4 &40
JLE CX3CRI1'CDS” T 4L Th RETE K, (5 MR 40 M Ak F 2K S (IR A, S B A% ) AN AZ 8008 22 , A B K AR EH . dnfa
CAR-T 40 ffa 75 44 P 4 35470 i 98 A P — B A 72 38 BRORER R 1 J7 1), 2% CX3CR1 B T CAR-T 4l il S 6 97 T 2 e IR 1K)

HET o

[X##iF] CDS8 T4 ; CX3CR1; M ; S I% 697 s CAR-T 41 ;s £ WAn £
[FEES] R7302;R730.51 [SCEAFRIRAE] A [XEHS] 1007-385x(2022)10-0930-07

B TR —HEA R IIRER N T EE,
HAEILF 5> THRAE, /BT R v R 1 5K
AR . B TR 2 G B BRIk .
A EAE A T RERVE 4, 2 5 31X g
YA 1] ZRE AL AL ATE AL . C-X3-Ciatb X 1
£ 1(C-X3-C motif chemokine ligand 1, CX3CL1 X %
fractalkine) /& & IR W B R A R 1, [R] Bt 2 H i
— M CX3C KM K1, Hoh C-X3-C Hy C AR i
A, X RE LM AR RERY . AR T RE
R T, A BSR4 T BR T A7 AE I B CX3CLI (soluble
CX3CL1,sCX3CL1) 7} ¥, i FF1E B 45 & 1 CX3CLI1
(membrane-attached CX3CL1,mCX3CL1). sCX3CL1
H1 22485 R 58 B E B A mCX3CL1 B D) E B .

H A A CX3CL1 BE] ukfﬂwﬂiaéﬁiﬂ’@
FIPE R, AT DUAHERE I 70 T HIYEA] . CX3CL1 & C-
X3-C & 1k Kl ¥ % & 1 (C-X3-C motif chemokine
receptor 1, CX3CRD) HJME—Pifk. CX3CR1fEEH
%ﬁiﬂ“bﬂ’]‘iﬁaéﬁﬂﬁ’@t“%ﬁ U NK 4811 CD8” T 4
Lo B OE R 240, B A0 28 it R 78 CX3CL1/
CX3CRI™. RBEiR)T, THER ST ZAKT
(chimeric antigen receptor T, CAR-T) 41| ffi 7 7% , JF A
T MR R T R 40 T, a8 CAR-T 40 i w4 T 41 A
Ry SR A R . SR TR YT 7 2, VR R S
il 88 (1) CR 28 1] 5138 90%“'. #8117 , CAR-T 41 L6 7
TR CIR )T 0z A a2 Ik CE A i et AR SE A
Jed T PR N FH B R xR G e 0 o) e e e A 5
(tumor microenviroment, TME) s& 53 CAR-T 41 i fiif
2R B R, ARSCERIR T CX3CRI'CDS' T 41 i

A7 IR )R s T A M A ) I A 2 iR SRS
B U () 988 R e MR RD 4 i B 4% L 7F TME H 52 s
Hor 25 s /LA 23 - B 2R 55, R iR A B K R A
fEH s TR T CX3CRI LE MR s y6 7 HH 18 FH %
CX3CRI1 FH AR IE T IR 5%

1 CX3CL1/CX3CR1 X A fEFA AR Y520

1.1 3 RIEAF R

FERE KA R, CX3CLL R #E %5 CX3CR1
Eﬁﬁaﬁ%ﬂ@ﬁ%ﬂ%ﬁéﬂﬂﬁﬁi*ﬁzr‘éﬁﬂﬂﬁﬁt{m%r]
@Jizu TR B B Ik R S 48 S5, CX3CL

Sy IABE N, [F A /E CD4" T 41 ffid FF CX3CR1 ik th

W, SEEG AL . K CD4™ T 40 g B A= /N B A%
T 3 CX3CR1 R /N B A AT 75 R B A
1.2 *HAFIE a9 % of

FE R A A R, CX3CL1 B Ak B 40 i A
P33k 2R I8 CX3CRI i3 200 i 286 B 1y 600 = 4 U
30 5t AR T e R A SR , CXBCL A 1 8 478 Je Jo 98 )
S PENCT I AE AR 2 BEAH P J8 (neuroblastoma , NB)
i, CX3CLI #1k %1k CX3CR1 ) NB 40 i it A\
BE N R 40 M, $2 7% CX3CL1/CX3CR1 IR B AF H .
H2 , F CX3CL1 ZE [K % X\ NB 41 fg H fig 15 576 201
NK 2 i FH T 40 e 2 B8, fE HAm R A R4t
Ji2g i 2 e ok e L AR 25O op , R AT AT

[(EE&WmB] EZEARRFAEEGEIIE (No. 81770211
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G5 RPOR ] CX3CRI1 i Rk 2 it Mg 4% . (HiL A
TF 7 4 PR B, 75 7L e 4 2 = K CX3CLL &
X5 BTG A O . LE /D B4 s A 2 o, 0
CX3CL1 F K] 5% e 2] i 73 20 o o v] 155 5 oo 4 5 Pk
CTL , 38 i i 87 45 23 A TL-2 AT TIFN-y ) 43 W, AT
O] 240 P 1 2R R

2 CX3CRI'CDS T HERIZMBES1E5E . N LIEE S

2.1 CX3CRI'Tmha LA mib &3

2 U 9T 45 9K B, CX3CR1°CDS’ T 41 i %
CX3CRI'CDS" T 4H g F A7 5 58 ¥ 48 ff B 14, Be A5
i g & B IR e U 4 i . NISHIMURA 2557564
AN BN 40 CX3CR 1 [R5 L HEAT T 20 #7
g5 5 B8 CX3CR1 4 Mo HL A 20 i #5348, F48 NK 4H
Hi YT 41 B A8 K 434k CD8" T 40 L ; 78 AR 4 afb 5k
5 b, sCX3CLI & {1 #& 1k CTL )i #% , & B
CX3CRI1 ik 540 B 30N AH R
2.2 CX3CRI'CD8' T %@ iz &7 CX3CRI'CDS' T %@ fits
¥ @ik

W92 45 4R, CX3CR1 5 CD8' T 4 g &% &
o3 AR FEAH O < 3 35 R L 76 3 B K5 2 M CD8 &L . T
A 55 CX3CR1 KA, KR Rk 7K P 1 CD8 &%
N T 4 g 43 A CX3CR1 - CX3CR1™,CX3CRI1" V. # .
CX3CRI"#HJfi A1k CD27 5 CD127, & ik A5 4
Ji %k 4 & FF 52 /& G1 (killer cell lectin-like receptor
G1, KLRG1) #1 T-bet (T-box expressed in T cell, Bl
TBX21), 73 WA TL-2 7, BAT R A0 A 008 T 20 P )
BURHAE, BRSBTS N AN TR GE . o 3 N A 43
B N RS e UG FC 10 39 M4, CXBCR 1T B4 7 e i, L
JE AR AL HE CX3CR1FI CX3CR1 L #E , 1 CX3CR1
A4 CX3CRIE#E . KA CX3CR1'CDS" T 4H
Hfi t CX3CR1 CDS' T 4 ffd 2 i) 434K i K o
2.3 CX3CRI &#Z 5L T @mfe 5 48X
231 REATHERCHRTECZTHEE S A
TewTou & Ty TESLIYFE LV G328 S B H, BT AR
SPECDS' T4 M AT SL RS 1Y, T SRS T 48, K
22BN T 4 B s 8 2, T K AR 02 T 40 B
BULRE . RIERERIE C-CRaLN 721k 7(C-C
motif chemokine receptor 7, CCR7) 5 L- % # &
(CD62L) ¥ CD8 it 1Z T 4 i 43 A v Je 3212 T 41 i
(central memory T cell, T, 5 N id 12 T 40}y
(effector memory T cell, Ty,,) » Ty, 7 1& CD62L FI
CCR7, A 5 23k B 21, T 85 AH [F) BUAH I Bt S5 38
T J5 R I 5E K A2 B, IR WA TL-25 T, B =
CD62L FI CCR7 ik , AR id it & P 52 40 fi /N ik U
SEOPREL 2, 8 W AR AE T AN R B, AT DL & 5 40

BERUNE , (EILIZ G T BE 1B 98 A 4 K283
T 4 ML [P 324Z T A 4 A2 R AR A8 T, 72 400
T3 73 M 2 0T TR R IR G R v Sl R 3 i BIE AT
B UE SEHT R RN A T RO A0 A2 G 2 SN R 2 3L
N FE (KLRG1", CD127™, CD27°. CD62L") T 4fi fd .
T, LI TE AE ) BOCAZ A 55 , (5 02 200N BE K 4
Ffo IZHEAH M AT BETE IR AL S RN 3R B AR AR B A
2 B 7R O O H ZA 3 B A2 T 48 i (tissue-
resident memory T cell, Tpy) o Ty BEAS H 8 T30 2
g5, WAKIAAAE T AR IR, 2 € RLAEH 2,
A IG N T A A 5 R AR BB AL 2>
232 CX3CRIBIZ T 40 ML 2 A7 30 % 8 72 /&
& BOTTCHER % f1 GERLACH Z5E> 2 H , AN i
&5 A HLIM 4L, CX3CRI 3R E K /N BURTA 1
CD8ILIZ T A A F IR . X A\ CD8 L2 T
Y1 L 1% AN [ BE3E 47 mRNA 7, 5] CX3CR1
CD45RO'CDS' T4 ff1 5 CX3CR1'CD45RO'CDS8’ T 4l
f S CDASRA'CDS8" T 4 fitd 22 J: R 1k (¥ SE ] , 45 R (2
7, T YA AR EE VAR B 0 Fas BC A4 L 28 £L 3 RURORE
M A/B/H (granzyme A/B/H, GzmA/B/H) - T 41 g 7%
AH 2% F i TIGIT (T cell immunoreceptor with Ig and
ITIM domains) . [} J&4 55 4 [K] 5~ 32 14 8 5 R i 04 9
(tumor necrosis factor receptor superfamily member 9,
TNFRSF9 3UFx 4-1BB) & B 73 F1 T 4 i 3% Bz ) g
HH 9% H% 5% IF 5 4 T-box ¥ 3% [K] 7~ 21 (TBX21)  BATF
(basic leucine zipper ATF-like transcription factor) .
RUNX3 (runt-related transcription factor 3) il EOMES
(eomesodermin) %5 , 7E 4 #E CD8" T 41l fiu A~ R 145 1K
F Ik, fE CX3CRIC1Z T 40 M A% =k o & ik, 7
CX3CRICIZ TA MRk . # CX3CRI 5 HAhid
12T 4 M b S 9 B Ja &30, CX3CR1 Rk 5
CD43 A IEAHE, 15 CD27.CD28.CD127 fiAH k.
52808 T 48 i AN [/ CB D, B 50 #5000
CX3CRI1™ ¥ ¥ & % #h 78 CX3CR1'CD8 it 12 T 41 g
i, HAESNEAH S 2 S e AL VR L s Hedim 44
FAM AR T 4 fd (peripheral memory T cell, Ty, o
W 1R, hHECDS' T 4H i 38 38 b 51 5 (Ag) &
LA 43 4k CX3CR1'CDS” T 41 i, H 40 A a4k 1
TME 1 [f] CX3CR1'CD8 % M. T 4H Jifd (T, )k 3 ik 4t
T 32 44, B AT BRI BT R 280 5 oK 22 BB T 4
J bt JE R T, o a9 ie 2 T 4 (T, BI45 BLER
B o Horh CX3CRI™MIZMLRE B AT i o i) A2 BE T g
77 CX3CR1'CDS"CAZ T 4 A 37 3 15 18 38 i R 470
JE I 9 5 RE 0 22, FUM R RN 55 , CX3CR1'CD8 iR 12
T 4 60 SV A D0 K49 5 JF 70 A6 9 CX3CR1°CD8” T 4
R AU R R



+ 932 -

Hp [ MR R TR T A, 2022, 29(10)

CX3CRI-  CX3CRI CX3CRI1"

" 90— QP — @9 "

1 ‘é:%*."'h

B

%naweT l

2

[ e SN ——
LAVENIES]

o T /CO®—C@ @

iﬁ,\ﬁi

g,

LIV CE

—

RN

% C aRER esCX3CLI  ? mCX3CLI

Ty ST AR T, 1812 T 4HA 5 Ty, AL ZRGE FEIEAZ T 41 B
1 CDS8' T4HfE CX3CR1 BIFRIES TR EEFIIEERI X R

SRR RS LS
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3 CX3CRI'5CX3CRI' THPEMERETLIE
T EEA

3.1 TIL ¥ CX3CR1 T %@ itk 5 47 4
YAMAUCHI %%} 22 ¢4 298 B16 4 I8 /1N B 2E AT
L4k B ¥ 97 Cadoptive cell therapy , ACT) Ji& » 43 7 X5}
JIE PR e 2 £ A7 SR e 8 AR e 14 R%RE CD8” T 4
BATEHEFN D BE 0 M o W AT A5 SR I, S B
CX3CRI W B 3 1A & /K °F TCF7, K& 7 i IL-2.
IFN-y fl TNF-a, & 3 & T CX3CR1™fl CX3CR1" I
HE S A A0 50 B R B i B 16 far I8 /N BRI
CX3CRI1" T 2 o #5 G i el 4 3 5 S8 1 , #E TIL 1,
CX3CRIMEHF 1) ) G gl 7= H 4 (B 1) . i@ it 4y
T B 93 92 1 CD8" T 41 i 3% T S #0431 1) R 1A 1
BRI, 11 ) 20 d P i 98 32 3 (1) CX3CR 1M ME A H
PD-1. bk B2 41 o 7% £k 356 [X] 3. TIGIT ) %k &8 E K T
CX3CRI™FI CX3CRIUMEH#f A A3F B B2, F /N B
AP 43 B ) IR HF = PE CXBCRI1- . CX3CRI1™ Al
CX3CRI1"CDS8" T 4t g 4 7 1) F- ¢ 121 4 21 B16 17 988 /N
AR, I CX3CRUE R REAT Fic 1o fo s, 135 4E
22 MR AR IR = D BRAFTE 3 . CX3CRIALM. T 4
i 23 A FE FEA, A 58 19 R0 A2 A2 T 48 e 2y Ak 1) %
BERY, A CX3CRIZN T 40 i il 45 i 983 7% 13 A
2D Re  ABAATTEE I TME Gk K51 .
3.2 CAR-T @2 =4y = 5o F iWIC T 4 I E 5] %576 77 3%
CAR-T 40 v5 7 Jed (97 245 [l 4 7= i o T 2
LA S, s e A7 T 40 B AU 434k T 41 g
(1) 5] 7= i B A S A B R A BIIT AL, FRAIETTA
SEONT 41191 W 22 2R T R ) v S 1 AR L 4
[ Ifil 953 (chronic lymphocytic leukemia, CLL) & # i3
17 CD19 CAR-T 4017677 , 45 R B I7 RS & vk

RS CAAEIR ST AN R 67 s\ pS3 ARIA S5 A
TE 5% 5 IRl A CAR-T 41 g 1) 4% s o i 45 IR B,
CR 3 1) CAR-T 40 il & & 5 WL 12 70 A AH G 2 A
(41 TCF7 A1 LEF 1D [} 3214 ; 1 NR 55 1] CAR-T 4H /iy
B HHCU T2 ROSE T 4 A 2 i 5 o RN A L 0 1
FHOGHE R R IL Bl AR, FFSE% M5 CAR-T 41 1l
#1417 CD27'CD45ROCDS’ T 4 ffl # o5 B T 73 A [
¥\ CD27'PD-1CD8" CAR-T 4 g 5 kb 7F v A 2% &
4 AT ) CAR-T 4 i A\ 42 Fh Nalm6 41l (1) NSG
/N B P9 W 82 CAR-T 41 i 4 Y 477 386 A0/ BR A7 35 15
B, 5 NR B F ML, Kk H CR 3 1) CAR-T 4l g R B
KON R N KR =y BRAN R R T 1 S
BT 45 KB, CLL B35 6 CAR-T 40 fy7 i 1A
I I N 57 [l A o [ A M B A T &40 ST ) PR 52 o
— 51 24 51K B 4 ff bk B2 98 CD19 CAR-T 41 6 97 (1)
ML F0 45 R W, 76 34 H Wil IF BT R
W7 J2= 439/ X S T LT R VAl CR R,
[ i 7 it R R IAICAZ R BL ) CDS' T 41 il 5 bL & PR
2 PD HE 193 1. GATTINONIZE#H5 1, 7E ACT )
BT, 5020 T 48 A LG, 2R B3
iH CD8" T 4Hl iy B A7 FE s 35 5 e 0 BB KU FEA
PR 5 1A P R DR

3.3 CAR-T#mfty CX3CR1 & &

SHEIH 2% %f CD19 CAR-T 4 i[9 % 7= i M2
CLL B3R 7 #F £tk T80 £ 3 (el 4 J5 10 4 JA) ot 1)
CAR-T 41 i E4T T B4 i RNA 5, 45 3 IR a1 g
HI CD8" CAR-T 4f Jfd /=1 2 14 5 Wl % A 18 125 - 00 2R
-1 % 55 DR 00 T 48 5 S0 B0 A O 1 2 R A 56 o
[El4 J5 14 H A, CX3CR A 2 i 2 25087 A 9% 3 DA 4
7F fL. 2 - GzmB Fl GzmK R IE Y 5, 1> 7 i ik 31 i
5,3/ A B B N . ZEBLEY "%} 2% CD19
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CAR-T A6 Y7 (1) 15451 S 9k T4 g 1 ot s 28 ) Lagk
477 BV RT J5 2% I 18] 55 CAR-T 4 g 4 35 R 41 F 34k
TP, I CX3CR1 KA 5 PD-1.TIGIT 547 55
£ CAR-T 4 ffd [=] 4 J5 2 W AL 38 7 0% . CX3CRI1
k0T B CX3CR HE B A7 A 2 B R4k
Fr e, H CX3CR1 5 CAR-T 4 i 75 44 P9 250 < 2K BE
FEIE B VM U, CX3CRI T 40 20 AL FE AL, 5
Fe A 3812, 18 1% 0 B 40 R 3T 4 e ol
CX3CRI1" T 4H i 75 it g8 J=y 38 A iR/ I (BT D o

4 CX3CRI' TR EBFHEHIER . EIESM
MmpaE

CX3CRIE N B T 2R AE MR a7 o B
LA 5. — IV 45 B ACT B9 45 W R
7N, I CX3CRI 328 B 34 5 4 P & 44 T 41 i i) 2
X CX3CLI (R 4 i # , & & i £ K. Uk
AL I, T SR A A I A A7 AE B s K P ) sCX3CLL,
TUS7 28CAS BH R, 15 BH 40 JE 1 24 21 i I8 41 2R 1) CX3CL1
o6 B GE T T 4t e A 381 PR B o 2 b ) (BT D 6

X 10 48] S5 MR e A5 1) IR 5 A/ I X R A
HBEATHIE T, K e o 43t S b B A A B A2 5
% 15 EB i & (Epstein-Barr virus, EBV) 4; ¥ 7 A
EBV'LMP1' A1 EBV EPCAM’ % #f , EBV'LMP1" 4H jiti
%15 CX3CL1. {EMIE R T, CX3CR1 #E 41
I A 22 4 5 2 i o Rk, 4% CX3CR1'CDS T
4l A, FCERIA" DC NK 4l fg fI B AZ A &5 . i F gt
BRTH 2 F b &Y% CDS T 40 g 43 o 11 B,
CX3CRI1'CDS8" T 40 Jifd B A5 f 568 (1) 40 o 254, 32 A7
TET ARG PR o A5 PR IR 1 6 AN S B R A0 A (1)
5NV 2 I8, CX3CRI'CDS' T 40 fifl 5 Jit 983 3= ¥
CD8 T 41 s B A fix =1 1 TCR o f Y 3L = L
(4.76%~12.77%) . XK HEIRIE CDS T 415 4k
J& CDS8" T i g, %5 5 /& CX3CR1°'CDS" T 41 i v] fig
JLFERIE. AW FEY "8, PD-1 7 iER T 4 W
JiR 38 /N B 40 8 47 2R 7 [ CX3CR1'CDS” T 41 i, 5
CX3CRICDS" T 4il i #H Lt , TCR J¥* %1 [ Ji 985 1% i)
CD8" T 4 g 52 AHLL , B A 5 iy ) e e e

B HrEs R ER, SN EEFA ) CX3CR1°CDS’
T 20 {32 31 2 B 98 4 21k, B 22 5 Ah O FE 3 1)
PDCDI1'CDS8’ T4Hfifl. CX3CRI1 7E & o y% b i) i X
055 « Ak T 20 A 320 IR e 3 5 L A 4 i 2 A A I
CX3CR1°CDS8" T 4 A 7 Jif 98 2H 23 v o 7 1R 0l e e
i, RAEPUMIEAE R . RSN HE CX3CR1'CDS' T 4H
6 [ i A P T A S R g S 3

CX3CRI1/)NFR Pt B16 2 €0 25 98 200 o 45 By A= Y
ZE, HARE RN, B16 B EFARKIA CX3CLI,

BN R A sl T e ] e e v P o
CX3CRI1" 4t 95 4 B 119 /F B #E CX3CL1 M 8 H 4K 44

HE,

5 CX3CRI1 7] LUAE 79 2 BA TR A I8 2 7 58 77 77 3K
B FAREY

Z I JL 45 R W], CX3CRI1 £ PD-1 25 4 0% K
B AT R EIER . WALLIN 255 H, 4t
I Y 2 A2 K R 7 N3 PD-L1 BUAR G 77 4 B3 (1)
4 ff g8 H A0 JE I CX3CR1'CDS T 40 i . JE/
Y1 i fifi 8 B 5 $0 PD-1 3897 )5, 15 38 CDS' T 41 i
CX3CRI MV {38 I 59697 e B A AR A7 28 TEAH K
Guit o A s e W B8 35 A ) Ifil CX3CR1°CDS™ T 4H
Ji S FF B 50 P A R T A DR
S S5 AR B, P PD-1 B o7 8 1 A E R R 1
CX3CRI'CD8'T 41 Jfia 4% ; 5 CX3CRI T WA AHLL,
CX3CRI" T 40 VB b 5 5 M CD8™ T 4 ifa Eb A3 5
=, H Ki-67.GzmA .4-1BB. TIM-3 F1 KLRG1 f] %%
42 25 18 0, $2 7R CX3CR1'CDS’ T 41 ifg 6 B M 4 5
(R PLR 25 R, YAN ST 50 485 SR MR
PLPD-1 7697 To S, TS N4 ROPEACST J5 A6 I B 1) %
P Itk R 0 20 B, 5 1 ROt AT R R AR E A L
Fik CX3CRI1 IEHR CD8" T 4H A WV ¢ 14 b, % 2 4
Jflid@ it ABCBI iz 8 A HE th ST 259 CERAZ BRI R
1), B 7K 32 A0 97 B B 1, H 3R M Y CX3CR1 M
CDI11af# JLRE S B 76 MR AL 23 b o [R] A 42 S0 35 43
GzmB FIZEfLER , HA MM is 1, RIEBUM R R

6 % &

AL T AR IR Tk A TR F 32 4R CX3CLL/
CX3CRI1 7 i 98 % % 75 T 1 & %7 AF 50 3t Jg A
CX3CRI'CDS" T 4 Jiid iX — #F 4 19 45 ok L %
CX3CRI1°CDS8" T 2 Jifd 1) Ji e s A0 A FH 440 Jf 2 28080
e A e A ARAEG 2 08 S ) 43— PR AR 0 A A e
T IR, R = A S Ve T A 1 N 5.
O UEHE R B, PD-1 #8 m) 5 97 5 40 JH 1. CX3CR1°
CD8" T ZH M 7 LL G I i) B3 5 4. CAR-T 4
Go B VR IT AR IR 2 48 % b g vh PR A 2,
N SEARIR (R IE 9T 1 R BB . CAR-T 4 it 24 1) S 8]
F AP ER IR A P CAR-T 4H B A~ BE £F A 111
HilME TME = J7 T . S48 CRLHE bk EL 8D Hp 4o )
TME ¥ i) R 5 H = T 240 W 2 2 3]k Jiev g J3 38 » BRAE
i 9ea J53 0 52 240141 1 TME 1) )53 BR 1T 6325 R 3 A R e
o #E3L3RIA CX3CR1 ) CAR-T 41 g v] fg 643 7
B0 TME. {H &, CX3CR1'CD8" T 41 it & K 4>
AT FE SRS , BB I TN AN RS B, To vk



934 -

rh B R AR R T 24 8, 2022, 29(10)

KA BT RE. VF2 Tk AR DI RE W 5
CAR-T 20 S iR 7 R AR R P SR BT, 3212 T
2 B (A AE B o LR 44 CAR-T 4R 3 /) 2 fp
PRI OCHE R 3%, /2 CAR-T 4H 0 % 3% VR 97 Tl 5 R 4F
(O AH O BA 2R ot Aoy S ot e 88 5% £ AN S AL 12 7 Hs
CX3CRI NI R e iR T 30 7 BRI BL AN

(& £ xx #]
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Mesenchymal stem cell-derived exosomes: a double-edged sword for cancer therapy

IFERE KA, LR R FHCEEFERFAMEFIL a WRES ¥ b RAFHFE, LiF
200433)

U F] 78R T4 M ORIE ) ShE A (MSC-Exo) 72 B MSC 73 1) — SRR 5, 5 b 240 KV ¥ Exo AR EE , MSC-Exo £
JR Iy AN e AT AR . MSC-Exo R 45 A 70 B % HLBATXUR P , G4 R ALK e RS AR 2% I8 A R 24555 25 4
3T 5 BT A SRR A AR A S R R, th T A R R AE AR e o TR, T MSC-Exo o JHJRE B 52 i Sz HEAIL AR S 1A < K i R
TRIT HWEFITT RO BN T TT A o A SLERIR T MSC-Exo F S 5 RHIE X Jiea At sl ] 41 FH R AL AR A Dy iR A

JoR B 2 AR A B R A A I E R R ST R R ST 5 DR A W A D A TR s ) A ) 6% e 5 s o S B A
[E88F]  [R78 5 T4 (MSC) ; #M & (Exo) s /B FAMLA ; s 1697
[(hESHES] R7302;R730.51 [SCEkFRIRAE] A [XE4HS] 1007-385x(2022)10-0937-07

() 78 53 48 R U (1) &1 A 44 (mesenchymal stem
cell-derived exosome, MSC-Exo) 7E Il /R 2 4% F T b
PRIGJE M MBS ™ % 5 28 B B A 45 07 TH Y
BT BT T RIFIIEST ROR , I 2 OB A 7T 4
R, BTSSR B, MSC-Exo 7E I8 A — X
)8, BE T ik e %) AR A, AT R o AR
MSC-Exo [ B FH /& 15 23 {2 3k [ 88 1) 28 kR A i
%, — EL 212 MSC-Exo I FH ) G875, R, [
B MSC-Exo X I8 1 52 1 S e AL 1) T b 98 96 97 &
B H Al v 97 7 R BN A R I B AL 22 B &
HE . MSC-Exo H AL 5 7 J5 1% | = 12 i A%
B e A € PR SRR L, BT MR I IR V6 9T B B
HERBE 1. AW, NG ARG RKE,
MSC-Exo ¥ T i g (1) F S AL il 1 A £ 4 0
MSC-Exo B 6 7 J= 26 77 1 4 ) iogg AR K, M Rgad i
18 5 ¥ 3 55 18 4% B 42 Bl JA) 42 h i it o AR K.
I, A W E i — IR A FE MSC-Exo % e AR 1)
T R HALAS, - AR SCAtE 5 ok MSC-Exo I B 5
REAE 0 g £ 52 e S AL S £ B R v T o R R 4%
I T3 R AT 2518

1 MSC-Exo B 5 S4FE

MSC = BAFAE T B 5 8% 5 i 5% s DA J 3L
fibn &5 4 AL 23RN 2 B 1) o oy, R AR R AH 2R Ot
Z W, MSCHENUV ALK K B IR, il ™ 4 Exo
55 H At 20 g 1R) 164715 238 . MSC-Exo 5 HAh 41 i
KVF 1) Exo A I [F] 2 Ak, AR A H AR, X e
T MSC-Exo TEHT 4 e i K Ag AR %
A EERE.

1.1 MSC-Exo #9 &%

R Ath 441 g Sk I 1 Exo % 23 #H [A] , MSC-Exo H
T Z AR RNA, 45 : mRNA .miRNA 35
JJR RNA (circular RNA, circRNA) . siRNA £¢ , {H A~ [A]
[ & , MSC-Exo ¥ % #h £, 7 — L& flt FF miRNA, U1
miR-21.miR-143-3p 25, [AI}, 22 4 i Ji & 1 5
WINLEN & ILBh R A 2456 B IR LRI R
HEEREAMLHFELSY. BT NI Z
VTR MBS R A5 43 » 380 0L 1) 2 s 25 1 26 1 5 7 o
T2, MSC-Exo #7738 F2 90 01 5 K5 5 11 248 )i
VR oY, FHAFE IS B AR AR 5 BC AR R 2 02 JR T
YT 5 A PR B 1R A RS T R

Exo Zhfg B TSR U5 40 B 2 L, A 7] 41 it >R 5t
) Exo K45 A FAAEAE — 2 (1) 22 e, T ELAH [R] R IR
1) Exo 7£ A 6] 4 4 BR 855 b R 45 R4 B A AN AR TR]
DA 88 £ i SRR 1) Exo A9, Bk T Re s (e ik g 1 A=
K AN BRI T K R A, e IR T LA S S G B IR R R
AR R A S G2 R T S I R R SRR 1Y) Exo HH AR
[ AT Be 44 -1 (programmed death ligand-1,PD-L1)
Z 577 IR A0 M ) S e A T e B A B R A
[ L 4R 4G 43 A7, FL 40 WA 1) Exo DhAE &5, £ 1)
RE A A48 [ o il NV S B A DG R . hAh,
MSC 55 7% 411 7] RE 23 52 MR 43 WA A= 03 M IR 7 1) R A
FRAE , N [A) 20 2R3 855 v (1) MSC-Exo X il g (194 F 7R
A AR
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1.2 MSC-Exo #9442

55 Al S Y5 40 Jif A LG, MSC 43 4 Exo (1) fiE 1 B
o H R~ £ #0221 Exo, FL 73 WA Exo B 5 I &2
4. MSC-Exo & 4 5 540 g MSC AH [A] 1 1 42 90 JoR
(f mRNA . miRNA. IncRNA) 5 F i kx & 7 1
CD29.CD44.CD90 Al CD73 )1, 3 H.A7 5 MSC #
LA SR (e b L S B R 5 i A
)M, (H 5 MSC AH bL R I H A PR 22 4 1 K
G955 HE 7 ORI BE B R A T AR ) H R SRR A, BR
T YORGAETR /N T 2 LB 28 A ) g e AR 40 i 25
PE B R AR T PR ik 52 22 S5 e 1% 41, MSC-Exo
I R I HE ) e 8 B 5 (R RS A ) R A ) Ik IR AR
Y25 520 R 5P 3% (tumor microenvironment,
TME) % 9% N2 Je i 4% B B G P 5 8 55 T Rel.
MSC-Exo £ MSC 73 i J& LA 32 A TE A4 285 & 1 7 20t
AT 119 A Y Bl R FE A T 32 B N 5% ik
I Jit , MSC-Exo i i 4% 34 B i 2 A2 K R 48 i B
T BFE S Bt .mRNA Il miRNA 25 % Fif i
TR TR R A AR Y 3 1 DR 3 e s o )
YT I A2, 8 40 [R5 2 AR A0 45 5, 5 TR 1 i 8 4 i 1
B GE R M 8 BE ) SO % R I A R L AR
T WA R 1) R 5 TME (R AR R B i . A
W 7% &5 % B, B T MSC-Exo # & 1) & ik
circRNA . miRNA . IncRNA %5 &t % i = 4 i , J Al fE
R RS W 5 0 A A AR B . R,
MSC-Exo Ffr 45 7 [ 2 ffd i 5 48 A 53 25 (A (4 Rab 2%
58O TE Bl A 5 52 BC AR 20 i A B4 0 TR AR
Ji& B v AR W RE 2 RN TR R 1R T IE AL
MSC-Exo PA KSR 25 W 844 (1) % KO ¥ 46 A M B
PE ™, {H &, MSC-Exo i ] AE {3 b ff8g 7= A fir
ZPPER, AL, TE 2 B T A5 SRR R I, MSC-Exo 1E
I 5 TME H 40 i [B) e iR 5 AR 2 A o = BE
Iy PR OV IE S G R S35 s 2 Canfe
JHF 453455 R T FF R 37 FD < 0 A 20 40 i Fr) S AL 37
1% 5 T R R IEAE A o

2 MSC-Exo X1 e 9520 A AL

MSC-Exo X it 8 i 520 -+ 73 52 0%, 8 K fbiogg A=
RS HR 2% LA AR AL T TN 2555 2 A7 TH
2.1 xAFE A KA F R

MSC-Exo *f fif 988 11 £ KA 5 25 i H .
QI AFPIIF TR, N6 7] 78 J5T 1 440 i S Y5t ) il 4
(bone marrow mesenchymal stem cell-derived exosome,
BMSC-Exo) A] £ T Hedgehog 15 5 B 4 , 3 128 1
HH R S 2T 20 ) SRl B BT A A A N A
7 FR) R R SR FE B R AR A A , AT #2401

305 A AR A g AR R AR K. kAb,
MSC-Exo AJi# it #2 & p27kip1 & A 44K CDK2 & H
K75 5 40 ) B BEL A 23 T 00 1) T 4 B v 4, AT
SR AA G355 22 G0 0] 988 200 B 1) 5493 70 KR FEAER A
Je PR A B TR R (R 2R

SR, MSC-Exo i 7] DLIE I F ARG 2 28 25 15 o 70
TR RN R AR K . LIANG 252 (1) i 90 45
IR, BMSC-Exo il i miR-144 [ {5 21 o & 191 2 (5
El(cyclin E1, CCNE1) fll CCNE2 ) & iX , 3 i 11 i
JE /N4 it (non-small cell lung cancer, NSCLC) 4|
JH (3G 58 VR T B S JTBEL T , 5 e 8 400 L AN i 1
M & fl DNA , 8] #3400 1) o ogs i Ao Rtk
MSC-Exo n] i i il 3 8 E 5 43 7 107 30, O R e
%) 240 B 5 08 B T S e PR R R AR S5 R
22 MAVB A AR £ AR R

MSC-Exo A6 i e 20 i () A A I 35 1R 4%
PR, 38 W] DA i 20 B PR A RS R 2809 . fE 24K
W FE220 i, MSC-Exo = 2 /2 I i {2 2k - 26 5 ik
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