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SN B ERE BRI RER

x 2, FIE—, x| &2*
(TRREAKFHOERIPBFLH, &FE 050011)

E: shittR(exosomes) & —FF 8 % AP £ A | i o0 ik b B AR SUE L L, A2 £30~100 nmZ #] . ¢ A
BAETIVEFAERRT, ik, WhR. KRk, 2. SUF. sShiskaeas i 2400, 5@
fie 1) 38 AR R B R R AR A RS o SN G R P KR T R R, CA T B AT G fm
fieL £ ¥ - 18] i #% 4L (epithelial-mesenchymal transition, EMT). # ak 4% 4% AT # 3R 3% (pre-metastatic niche,
PMN) VA BAZ B4R J i For % I FIRIRIE OGS pk, R BEIVIG 0912 B 445 . K L4R3E T SM bk i 4 ¥ 7
12 R 4R 0 1E MALE], QISR Fo P R 12 5458, SMiLRiIBd AT B mAe g, TR LS
e I, ASLIRIT TSN B MR P A E R AL B R R X R, R A RN LI
BeRIT I 69 RIEAE R ARG EFE . A IFIE T RIS R A Rk

KRR shusdk; MPIBAZ £ AAS, LR RS, HBATHORE; RRE

Research progress of exosomes in the regulation of

tumor invasion and metastasis

LI Xing, HE Caiyi, LIU Liang™
(Tumor Institute, the Fourth Hospital of Hebei Medical University, Shijiazhuang 050011, China)

Abstract: Exosomes are phospholipid bilayer membrane vesicles with a diameter of 30~100 nm that are
secreted by various types of cells. They are present in almost all body fluids, such as blood, cerebrospinal fluid,
urine, bile, breast milk and others. Exosomes can carry various cargoes to mediate cell-to-cell communication
and reflect the state of donor cells. Exosomes play a crucial role in tumor progression by promoting the
invasion and metastasis of tumors through facilitating epithelial-mesenchymal transition (EMT) of cancer
cells, establishing pre-metastatic niche (PMN) and forming an inflammatory and immunosuppressive
microenvironment. This paper provides a comprehensive overview of the mechanisms by which exosomes
regulate tumor invasion and metastasis, encompassing their function in intercellular signaling, as well as their
regulation of tumor cell proliferation, migration, and invasion. Additionally, this review explores the role of
exosomes in the tumor microenvironment and their relationship with immune evasion, hoping to provide new
insights on the regulatory function of exosomes in tumors and offer promising targets and strategies for cancer
therapy.
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i JRE ()42 28 5 A% R AR AU T ) R BLR R, B
I 28 0 L R 125 5 A S A7 I S R T Ak 4k e R AL 1)
AR R A B BT A B 5 — AN AL I e L Y
B, AL IITE — R B e G RN AR TR,
LA 56 F i 8 5 % 0 I 9% 22 4R R 7 IR N PR AR
B, TAESRE T, R 40 i 5 Ak 48 R T 43 R
LIMAE R 2 2R R E EEAE M . Ahil ik
J2 BH 2 Pl 2 WA R AR K K /NI Y, E IR R
WEEaZE, WM EM s FUHEAR. £
Wi BRI . RXTREE, 44 Wb A Bl L fth 441 L 5% HY
B, X LA ) Gy e B 1) 52 1A 40 L 5 5 1 52 A4 4
MR B, DRk, AR A DA A2 20 i IR TR R
HEBA . TLFR, MR E T E 2 3
R 2 G, TEMUR RS R R, AN IR T
DLIE i 22 WL o 0 Py g e, I 3 PR
BRZZE . TR e kiR SE . Shah, Ak
T A R B IR T o R A A ) TR B . X A
AR AE IR o A T A B T — A B A e R
RIERIRLH, A PPIRE 2 W A6 97 3 8T i 18
FNTT o AR SOK X A A AT iR 12 22 55 B 1 R
RAEMVE BT SA .

1 SMiMETE
L1 MM HITE B B S 41

AN AR S 22 B8 /MA (multivescular  bodies,
MVB)5 Jfi i il o B ) /N, X — i R B
Harding 25 E K BRI 2R 21 20 ff 17 ol 30 21 40 i 3 A
AR ORI, BEE, TE4RE IS0 i R R
S FNIX PN I K Hofiy 4 AN AR AR E
£530~100 nm, WAHIRZHTE NN HERTEHE
1£30~150 nm, [RAJEXNZMLLEM, % EAE1.13~
1.19 g/mLZ [i], BT 2 X013 SR B R, 3
WHNEEEAR. BB XmRNA. micro-RNA
(miRNA). KB IEHMIBRNA(long non-coding
RNA, IncRNA)ZEZFEYNEEDIR, "S5 54100
R, PEFENLAR G RN . AR
SORIFA g A= K 2 A 3 g B 2,

N6 B R T T 2 MV B R Jis Y 28 30 1)
B MVB/a] 4 5 1 2 30 MV B 5 i i (1) fil & =
ANRERET . B S s E ik Y A R A% A
A, RLHRZ P9 AR IS S ) 3 O SRR R A 1 R

H. IR, RSV REZA BN, &
A M N B A% YR PR O B IAZ PO AR, B A%
At — 25 R B IMVBY, MVBIE s, — 6B
S SRR G N BB, S 54
it R A5 R TS AN A A, R Y T S 22 T ST 4 L
MANE R, BRI
1.2 SpifERI D BIEE

HNIMA IR 4 B alidh 7 vk B R R O
FERG R B0 EBETE . BE . IR REBRTE .
WRFER AR AR IR &5, R IEH
AR, H A2 R Rkl A
WA % AT LLNEAS 450 BT R/, IEE
5 HRET . B S B T AN R T A&
FRAE,  HoKIE B3 43 M B AR B30 748 S HU H AR G
HMIAAR RORLAR RO BE, B IDE S R PR SR L R
G925 B0 v B 2 i =20 A T DA W 47 il A
(DY B 2 K% RSB I FITSG 10155 R 11
RSB,

2 SMBMRIEEIS R BRI

IR IR R AL & — N R R, WA
K. 2RO R RN MLE G
RGPAENG . AEILAL 8 B EAER . & W I
TE JE 3R 4L 4 58 R T R R 0 o AN AR IX AN
2R A% B S N R B R A AN TR B A
e 5, i e 2t I R 4 i B0 b Rz - 18] 5T S AL
(epithelial-mesenchymal transition, EMT)J& sl fiHJ&
W R s Ik, Bomim s B AL, IR R
TV BCE B MR 20 L 52 JE I B B BT A B (pre-
metastatic niche, PMN); f¢J5, LA 98 5l H i
TR ST, 2 S WA AR T iR AR
2.1 SMESEMT

EMT 2 45 /i 988 40 g 2k 2 b e o5 I 3R 45 8] 5T
FRPER R, R — i R b b B bR e IE-F5 &
HAFRE T, EBEFCWBEIEEA. N
HEASRE T E, MMk, FMTEES) TR
MAEAS . (R 28RN fil 40 f AP R BT e dG o, 3X
AT AT DUAR N g Jo B AHL RN I, 3 N IV
AU EMT 2 M 2 28 1 B e 4 B 8 2 1 i
2, HEMTHKXKE S 2 7 - Snail. Slug.
Smad. Twistbh K44 K 1 -B(cytokine-
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transforming growth factor-p, TGF-B)Z5!12, Ahisfk
A DL G £ 38 45 8 1A 54 T s I 4 R N RS S
W, N5 REMRMEMTERE. AR
BH, G it e 24 B R 01 A0 WA A mT DL e ot i T 4
ZAMMIE S IEEE, RAEMTERE, MmedtE
YL R A2 2808 1. i R PEMHCCOTHRT
e 2 B 53 T () A1 A 4 AT DLIE 1E MA PK/ER K 2% 3
DM #E e PEHLE i 40 JREMT S 3l 7 Zeb 1 Zeb2
MiSlugfti ik, i FEMT, BSRACEFS I e 4 i
IR AVE R RE Y, E BB M b, R
T2 R 53 6 P 1A A 485 1 miR - 19b-3p £ Jih 241 i ) g
IT4E8, AT DUE I HPTEN [ 208 39 InN-45 %6
HE. WEEAMTwistRIA, RIEEMTEZT
WORE S IR A0 B SR A R R U i T e
R, AN E S R4 FRCD103, X1 REEMR
EHRERHRENRERE. DEMAER, &4
i 928 240 B AR A TP A miR-335-5p Al LB R 3
HRRIE, BOGEMTERE ok, s sh ik
I IRIRRNA (circular RNA, circRNA) W AJ L% S
EMT. Wang%5! O3 5o o 75 20 Jee: 40 g &b 3 A v 1)
cirtcRNAWF R &, circ PVT1A] DL i #0H miR-
1286 HEEMTIW R . TRV T, AR 20
J 3 4 1) 0 U A i 4% DL R 8055 Rl - 1 auhypoxia-
inducible factor-lo, HIF-10)K# ) 77 =3 himiR-
301a-3p3Rik, HEMmiE A HUEFPTEN/PI3KY/AKT/
mTORIE #1755 B M40 i M2 R AR Ak, M2 E R
0 7 W TGF-B. A& -10(interleukin-10, IL-
10). FERAMRBERPEAMMEMT LIER . 258
BERRUTY, B T 3@ AL 35 AR W I 3T 5 v R 4
MIFJEMTIEFE AL, AMuA4A a8 m DL i S0 i 78 ok
PREE A 0 FC A A M SR R, e AR AH G BRZT 4 4
(cancer-associated fibroblasts, CAFs), {4
MFEMTERE . AHFFRERY], EFLIEEN T,
R miR-181d-5p K CAF I [ A s 4 v DL i
#ECDX2MHOXASiE ik 7L s 41 f X AEEMT . 12
ZAGERBIS, B, SR SEMTZ (81746 % 1)
FIK &, #EmMIRNA. circRNAZEZ> 1 ()4 ib A af
LB B U8 2 R 4 O EMIT, g ml 3 3o 8 42 b g
T A 858 H 1 C AF s 55 200 i 1) 42 3 4 i 988 400 i 1)
EMT.

98 200 P A T8 Ak 28 B M T I R IR, R

TR L AN SR ThBE, SR T A R
RGN M, DS RIZ B e T, X R (A5
A ) b R A M A A ) FE, RIAD T - b R R 4K
(mesenchymal-epithelial transition, MET)!'". 7£ it
R, METHIRE R — /N RERIP IR,
‘B 0] DAHS By IR 4 IS BRI BB, 3G 0 H AR i
A3 B R AF IR R B AE 1, W TR B B O
A AR AT LLIE R RS 540 1 SR S e 41 A 1 3K R
A, (R E e IR, 40 o W 4 Y
miR-203a-3p /A4 401 il 45 1V e 40 f Sre I 0L, {2
HHEE P AN MET, W T 4 45 iz 8 41 B 75 B N 2
P ghah, BFFEN AR, AT B
B A i 5 B W A i 2 (A7 A A IR A T 1 2
it o 5 e A 3 e 43 AR T A TR o - b B e IR T
Ak, ¥ HFE R B E VR, DL S v
S M 43 WA 2 26 M 4H i IR 7 TL - 1 B I BiE AK T
MAPK& R, AT i 328 o 988 4 g fr 186 220 . 7
EMTAIMETZ 8], 4HNERERA b B4 ross ik,
N A 6] 78 5T 40 B B e 1, BROIpEMT . EMT.
METHIpEMTH 5 i 88 i A2 AR e e A4 v = 22 4
JOFEAG I FE, XA AR TT,  BER 2R
P HCRAS M E AR L, FikRA—E
R SE P, T AR AR AT I mIRNA L & A 5
Joa T LAsd ik 22 b 7 s e 4 i ) S A
2.2 MBS BRIRINE

R R A % (pre-metastatic niche, PMN)&§
5 R IR I S ) 5 AR S8 ALk 1) 28 R S T TR K
A R T b8 40 B A7 3 AV AE K I ROR B . 8 AR AE
ELHE M W EVER I, J0PRAN LR E Y, it
B A LA T AR 9 E FA B R H 92 00 1) BR55 1 B
AEI230 g 4T b 2 35 5 400 A T DA 3o A A A
AT S, Kz AR e AT RO D I R AR KT
“hREET o RFFURIN, AR RS R T e
HRER MR A G, NS R 54
Refy LR i R &, F MR d4ME
T A e AR
2.2.1 Shis iR 4 fn il M

e 4 0 2 % 5 L 5 A b A RN B Ak A
P 2 BB, DRk, i A M T i R PMINTE %
(BRI 0 B o PN R 4 R 2 0] 1) 3% 2 2 4 4 1L 5%
Bk, AR MER M B ERE. FhE
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P AR R I P 2 45 % 2% (1 (VE-Cadherin, VE-
Cad) £ & F1(p120-catenin. p0071-cateninFIp-
catenin)Z1 %, 1%/t 25 1 1(zonula occludens 1,
ZO-1)Mclaudin-5ZH B>, bR S0l s o 1) B 40 4%
PR AN B OE T 51 AR DS BB o T E
K, WIS PR G S, B I
AT IR 7 B B, (R i R 4 B R 5 % o F 9
LR, AN 50 W I miR-103 7] PLE AR HE N
WA, B HH VE-Cad. pl120-cateninfl1ZO-1
ik, Bhnim i mE e, (kR Cen
ST T R B, R LR 41 IEMDA-MB-231
SRV [ A1 1 A Ab BN B & Rk A R 4 R DA B B ) £
Fo Al R A Y 5, ek I B MR R 1 - 1 R o O
TGF-B LA 11L& P 2 4B VE-Cad F1ZO-11/1 3%
15, WEINME PR A 2 TRl Bz, TR 12 e
MR 2 . dbAh, HeLadl B K JF i 2 b 44w LA
Yok A N K P B T 1 R A DR ER A R
KOS, DR S A R AT R A P R IR SR 189
PERK BT, (EdkelF2ufiietl, BEmmiMaHIp
F 41 ZO-1Miclaudin-5 85 3R, IR A B2 4 P )
SERENE,

AR 25 T R T MO S b 1 i AR R AT
I FesE MR Y, B RIS R A2 A
A R BRI R 5, s R S I A TR R RT T R
B A BRI AR KRR B IS R EAE A . TR
PMNJE B FE s TR 9RE 2 43l 40 i TR 7 SR 43
BLAFRRAM IR, RS R4, g0
M H B 18] 78 BT 40 AR . I B 4 At R A 4 e
e, IX LA B AE AN A A (R 1E F R R DU Ak A iR
AH ORI DT AR, AT 2 40 b 2 P A2 i Jed BR] - AR i
JAEE . F4EEEA. HERESREE A (matrix
metalloproteinases, MMPs)%5 K 5 53 41 iy 41 3L 5T
e E I 2E B, T A I T e A0 B AR A 0 fROR
#5171, RinguetteZECOR I, RS 40 i 43 WA RO A i
AT LUK TGF-Bidids B T 4E4n i, i SMAD
SEIEE, R AT 4RI CAFsM b . FFE AN
Jig 4P WA K I miRNA-2 10 LA R P8 PTEN 3 #0%
PDK 1/AKTIE 5 i B {2 ¥ T B2 R 90 L i 4k
CAFs, HIEI/PMIL. MMPs. I8 P i A KA
T HTGF-PEE(E St MMy LT I8 45 4 2 4
g A B, BAN, CAFsd m L 43 s 1 i

PR BE AR BT AR DR - L AT S48 N S 4, SR EcH
A A P B TR SRR R R SRR A, A
WAL MR R h IV PB4 52 56 . KumarZs
WFFE R B, SPERE R E ML (acute myeloid
leukemia, AML)ZH AR (1) &0 s A i E H T
Tl 2 T M AT P B A, FRAIS T SRR IR R IE I AN
B A A R CXCIa LA T IEAR 124 IL-7TR0
FEERBFAL, ARG 0 T SCRF AMLAH i A= K )
Rl Dickkopf1{)3Kik, FECE KR ERFRIC, &/D
PERCH AR gD . X R LAY, AMLAH i
ik o3 e A W A ke B IR R T, AT 4 I
B P 184 B A

it S8 AN N 1 P 353 0 2 ) 5 Vg 2 i R T o U
&, WITPMN. FEMIEALIF, TR 4 A
U I G AAS B0 ) L T i, R BRI A2
B A SHE LA L, AT TR R R AR R A 1) 3
53 o 3P 2R 558 I R A B R TR A R, T R
Wi i e ) AR KR A 7% o sl S m DA Jk i e 44 i
o5 A 7K FcirePDK 1 FI AN A, J5 318 i i
#4745 A miR-628-3p LG c-myc /T HUBEBE AR,
T {1 338 PR T e B B AR RO . R RS E
JE AR UM G 58 15 A miR-135a-5p i) M A
PIRETRC, (RS U 5 B2 iU AR S AL TR e, AT I i
T 45 i T ). HIF- 1o MHIF-2002 P Fh 5
B K1, EATTRT DA R P O B s,
MEAE 2R ERERNRE. EFEMEt, RE%EM
A8 0] LU I HIF- 1o HIF-20 8 7 215 5 4
AmiR-21 HmiR-10bf 25, & L8k 140
MR AT AL, Ak, WFRERY, EREERE
o, R MR BA B AT DU A WA AR )RR TS A, A
AR 40 M A B TE B, 15 2B B AR
R AR,
2.2.2 ShibAk BAL K B R A AE R

P 98 E A2 R R S F A RS W) B LKA 7, R
JiE AT DOdE I PR A AR KR AR I A AR s DR 1 A A
i &0 5 BT A A Il 25 43 1 A I A AR RN R AR
K, S JORE K7 UnIL-6. IL-8. TGF-B&H]
DL S BRI . EYE 1 0 41 Y (myeloid derived
suppressor cells, MDSCs)%5 32 ez #i,  H5 B
IR 2111 0 308 ot B 2 M AL o AR A PR T DLAE 3% A% TR
58 e S B AR D e . e AT AT DLd R
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FIEAS T o0 T F0] G 2 0 A 1 v R e
M 52 55 07 20, S s e v, 5 B IR 118 1 %
SR S A G 2 1 o

HMILAARRE TR 23§ 0] LG R AOE R B, TR 51 %
FEZH A EIPMN, A R 40 12 28 R PRt e
FIIZ6AE . BBFFCR DL,  FL MR 40 A AT DL 4y Wi 55
HmiR-200b-3p M4, Bl iy 11 B b 57 240 o £5%
HUJE, miR-200b-3pifiit #IHIPTEN R, &
AKT/NF-kB p65id s, M4 e % -+ CCL2
RKik, BRRIERPL. 74, CCL2M A fEEAEH
M B HHHMDSCs, {2k s, vl e
Y B (68 B A A EERY . Bk T miRNA, 4
A 3% THI P 25 1 00 A1 T DAE TR JRa 1 8 OB HR R 5
e . WChow 5P R I, FLARFEEMDA-MB-23141
Ji 3 A () A AR T A AR AR B B, FE T AR
I H A G TLR2 A 3 E W 40 i F NF-xB B 0
RS 1 A B DR 1 () 20k o Tl e &4 B A Y 4 2 T 1)
PR T 8 AT DA S TLR2/NF -« Bl #5- 2) fE
il (] 70 0 1 20 i 2 Ak D A 46 ) e 4 i,
EIN RGN T IL-6. TL-8 A0 5 k% 20 i a4k, 2
- LR 20 g A A3 AT LAY S 328 1R 1 43
To MG EAEI B T TGF-BAIIL-10, it 54
SHAMAH EAE R, S0 s R, R MR 4 A b
Yol RIS R IITTREE . Cooks&E IR 9T KB, R
AR 5345 e A 73 b & 5 miR-1246 1K1 7 A At
5k 20 i B A R IR A DG E R 4B L, S A AN
ST YETAH M5 3 e e A 8%, 38 mT DL EE 98 40
M AhHem, MM R4 e R . Geis-
AsteggianteZ5 2 i3 /3 M MDS Cs 73 ik I 1 4 44 ik
R, AR EASI00A8. SI00A9. Tk
HEABUEANMME R E L, BT LA FMDSCs(T)
RAE, HPRMDSCsH A Dhge, [FBTMDSCs
A I A AR B I TGF-BATIL-10 80 70 6, 551
FEPETZN A AITh1 740 Sk 6 8 G 2 WAL«

HNIAAR IR T A5 e 4T 7 A AL A R P I S
WAL, RN PRI M e kiR . R
A ff mT DL I 503 SR T 3 T 10 3R 1K 7K ST R ik ket A
A Bt . TR RIS IR R, e N RR
I o) W R IECDATHI AN A, 35 B A% 24 i 98 41
it 4 5% 5 T A B A% AT L) G SR R
o PRI G e kR Rt R A EEAER . AR

B, RS 2 1 0 b R O 5 4 M SR U A1 Wk Ak
miR-21-3p. miR-125b-5pFImiR-181d-5pft) & &,
571X LemiRNAs [ M A4 B W 4 R s, &
i miRNA < IHIF- 1o MTHIF-2a 8 345, MM
ik B LA M M2 R B LAk . BRI frM2 R Y
WHEPIANRZ PP R, B AT LSS
JEA MK AEEMT, ik gl #0 ] e sis . IR H%
B S TR T T AR i A AR T R AR IR
it SR A B P A 0 AT AR R IR AR K R
R, R 4 i 3R AT LA L R A0 R 1 B T -
fic 4 1(programmed cell death 1 ligand 1, PD-L1)f]
RIEK B A EFEM RO, I
T W TP 3R, INTTEG I T 4k f4 EPD-
L1fRIE. PD-L1 7] LLE TYH MR TH 2 7 A0 T
ARG, TSRS, A (e i3k o 2 0 i A0
i A K

BRI AATE IR 7L D UG — St R,
EAT TR I A A SR U PR 1) . BEARF & RBR M LI
FR AT 52 2 VRO 2 M PR R A 1) R . R SR IR AL
B X e ) @, R 2 M FBOHSS S, U
A TH R ON M3 R A W R AE b 3 R R i BB
1EH

3 RESRE

B AAAE g 20 0 TB) 388 VR B LA, A
FOORVS AR HL AN = MR B A5 B, I RE B R ER]
IR R R e, 2R IR E
AR T EE R . SRR R 2 BRI
HAELETF HBONRSE , IR SRS 0k 3 w] 4%
H B2 R 240 2k IR B A S AR 1, ILE
AT LA A U 5 S kR B R bR S, AEROR 2
Wi 5 AT AR KN A E . BR T RS
Bt Hb e A AE Bl TR 36 9T 5 T AT BOK B L H A
5, WMTANBERSR BT KEYEE
I, FIAENEE RS E AR . BRI, R
BNHAA A BR) SRR 0T Tk 245 Ml 240 D 4 200 75 1 P
TR E S0 SAMEFES, 5
R 2R B 7 B A1 A T DT Jk 8 240 A% 35 T 5 3
F0 T, WeRM AN G g SR, SRR EET
ZHMLIIRE ST, AN S A RO ] o™ . R B4t
AR AT BE RSN IR S B R E R EAR AN
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WA T RN AT 5, (EE F AT PR A1
RO T30 AL T W12 B, 9% T Ah b A A8 iR i3t fee
HOR AR I BAR P 5 2 — DR, DR
N2 R R 2 1 HEng .
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