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Extracellular Vesicles and Cancers
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Abstract EVs (extracellular vesicles) (including exosomes, microvesicles, apoptotic bodies, migrasomes,
retractosomes, R-EVs, etc.) secreted by cells contain DNA, RNA, secreted proteins, lipids, membrane receptors and
other types of bioactive macromolecules. It plays a key role in cell plasticity, intercellular communication and mi-
croenvironment modification. This review summaized the types, formation, regulation of extracellular vesicles and
their roles and clinical significance in tumorigenesis, metastasis, tumor immunity and targeted therapy.
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MIFEAZ A YD B EAZ AW, B )40 B R e R ik
Tl S B ) S A B 1) BV, FR 9 A B A1 3 i (extra-
cellular vesicles, EVs), F T4 Bl i A1 4 fo 34 5%
() 2. EVsEVIHE N A & 4 B B2 7 () s AR . 98
1M, BEERFCRIRN, AMTRIEVsRE S8 5485 Fh 1t
Y, AR Ml B A A, AR SR AL B S
MU B e b 78 45 iz T H .

JHH KL, EVsHAMBAAR . TEER AN T/ MAZA
o AN BT 40 S ARG M b R B, FF T 1987
A JOHNSTONEMIE Hidir 404 <Hhbfg 021, 4h
WA S B P AR S P R T BT S P 96 (intraluminal
vesicles, ILVs), [ /5 18 e P 44 15815 o J5E fi -0 H 24
ffl. 20tH20904E4X, ZITVOGELFIRAPOSOIH) B
B T EH Bk TS R SRR 48 i 43 8 (1) S0 A A e
e BEPUE, KR PSMUAE B 5 %l A L)
IETEDIRE . T4, VALADIRUh I [F] SR B, A8
P FI 4 mRNAFI microRNA, F H & A TR DLz
A i 3 Sz AR A [a) Y Dy Re e e R B B S, BT
N G UR GFE AN, X 3R T SN AT T (1) 5%
(N E AV SOP S Gibu Nl A C PAN B A n A o1 P
ATEAIRE N 922k B /N 2 20 PR 2%, F 9 3L
A A A ] R A R R A FEN 51 R,
EAIZS 5 T M 4 R S0 T T R AR B
T/MAERAEAN A T RR R . B E B TR
HHZB MRS 4 . R, dHART 2L, BT R 22
R, FT /MR A5 A DNAM A 25 .

AR, —SH M EVSIER, AT A& (mi-
grasomes). retractosomesfl RAB22A % T ¥ Al 1Y)
EVs(RAB22A-regulated extracellular vesicles, R-EVs)
BRI o TG AR 25 i S BA PIFE 201 547 5 IR I 5F
4 1 migrasomeiX FRHT 410 2%, migrasome T iEF%
Y1 P A 20 0 R S P AL A 2 7= A IR T I B R T R
N4 IAIE . Retractosomesth 2 dir 37 [ PA &% 8 & L
(1), 3T A% 4 B I I P A WA 4 45 4 W T S5 T G
YU A FE I (B M AR IEUK R ). R-EVssg FATH]
BAHT A IR — Fh4H /M 330, EHRAB22A1S ST AT
JE22 B E R RAB22 A RH M 1 53U P 4476 248 i P
G 4 J 2% Rafeesome, B j5 Rafeesomes
5 201 o B 5 B TR -E Vs (B i A IE R 3R o

TEX S LR, AT LA E LR BVsIA
MR TR T, A EAE MR R A

A3 (tumor-associated microenvironment, TME).

iR A AR L, SRR E VSO REAE IR TT HIAE

1 EVsHYEMER . SBFEAT
1.1 Shibk

AN ) BLAR P38 7E 30~150 nm, ECJR T 41 0
P 20 T B P B O S 1T, T R4t i PN 287,
PR AP AR . PR BB T Y B T BR TLV s 2 1 Y
A 1 W B PR [t 8% F% A 2 W84 (multivesicular bod-
ies, MVBs) #2211 br & B G, MVBsiafi 2 5 5+
52, BILVSBE R4 o 23 18] o (R, AR5
U, BRSO S5 B (R ILV sHPR g A A

Ab UMD B FRR B B2 . 2 AR 4 i 1
AR A B B RS 5, EVSII N AP B
B E R, AMMA S SRR RS,
(s 68 2 DY RS B B X%, W CD9. CD63.
CD81; 5 MVBAEWAE A RN IKEH, Alix
MITSG101; 40w iz # R vt H, WiHsp70ATHsp90!!,
RATAJCZAKZE 1 IR IE | 4P UAMA 5 mRNAs,
It HBE K mRNA R B2 A g0t . BT 2KH
mRNA, ZMAARIE REIE T RNASE & & A 28K
it RNAFT /NS S RNAM4, gk | SMBidis &
H DNA, 5 HREEDNA. XUBEDNA. K41 DNA,
LR RIADNASE .,

TEAMIBARTE B~ B34 43 45 A58 X A K 1)
I 265 1) R 42 Hp O IS B BT 7 I AR S SR A (en-
dosomal sorting complex required for transports, ES-
CRTs), ESCRTsE i REAIH 2L 2h 4 () 384k i 7 34
e AR SE . ESCRTs 32 22 i I /N2 A4 (ESCRT-0+
ESCRT-I. ESCRT-IIF ESCRT-IIN4 %, 73 5] 54056
BH—RBITHING . — 8Ok, ESCRT-0 T K
YIRS A2 5, ESCRT-IMIESCRT-TI35 53 % 554
J& BN H 2 T ESCRT-TI 67 51 2E 3 22, (7%
AW MVBIY, ZJE4E ], ESCRTTE B845)
AIL s e s 2O EBENER, HF AR
Bl % F ESCRTIEM &% (B DU filhn, 4 SCHk4Rk
1H tetraspaninZCJ I 8 [ AT LU T ESCRTIEAK 8 M
WAA ik . TetraspaninZX J& 1) CD63, 4 7 b & £ T
AMILPRERTH , TR UE B 2 5 B 2 4 P 1) 9 A4 53
S, TetraspaninZK e HoAth i 4 8 ICD81. CD82
I CDOE H 22 5 /MR I - Fh B34 733 221, HL
i b, XL [ Ml tetraspanin K H A R 7L B S5 A
[Fi) P10 25 X /440 L R B T R I Bh S R 6, 2 T
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B ZE IS IR . A UEER B, T oy
32 AR (multivesicular bodies, MVEs)# i 72
MO T PP 2B 1% 5 X U 98 R I LR ) 43 ¥ 3 MVEs
M7 T ESCRTHLA, T 4t T 5 T IR A i gl hdak .
XL S M I B A TR B I BN, TR e 22 Tk
Ji, JE 28 0I5 /0N R Al 6 ) et B RSO ) R 2 4
B, AR A B P AT B B IRk
T8 7 RAB3 1A 1c 142 il 1) ESCRT A 6 (1 4 b 44
AR, EHE X T RAB31-FLOTs it 5 Jiis Py FE 1 Al 4k
WATE R THLAS . RAB3 IR B B K732 44
(epidermal growth factor receptor, EGFR)# B2 1k ATk
T, WA IFIRAB3 VRIFLOTs & 1T AN A 14 45
Fisk, IXEHEGFR#E AMVESIEILVs; [ RAB3 137
S GAPZ5 [1(GTPase-activating proteins) TBC1D2B, &
THRAB7, I MVESHNIABHA K flG, MR ZEILVS
UG AN . IXFHVEGFRA 2334 B SN, 7E ik
6 4 ) A% 2 EGF R PRI ) 24570 14D i 245 42 (J12) 0
1.2 WHER

THEM (micro-vesicles, MVs) [ K /Nl & 7E
50 nm~1 000 nm. MVs[7= A=A H T 40 - 22 1)
FFHESI DL S = AR I BV S A M R B ) i . 5 4h
WARAR L, MV STE A= A2 sl ARS8 i AR HL I 7

1 ESCRTs

MMHREZE DG Z . BT ERY], ARFOANRHOA 7
1E B HNLB) R 40 BB 22 AR AT A i R i
A v 7 TTES AR FHE2T, i, ARF6 GTP/GDPAEA
A R 24 L ) ) LA BRI A B BB ) MV s
ARF6-GTPHK 8 11 i 5 B D1 30E (2 12 41 i A5 =
AT P (extracellular signal-regulated kinase, ERK)
P AE S5, ERKBERR AL I USR8 B R B
fif(myosin light chain kinase, MLCK), & # /- $MLC
(R BB AL A T 3 B MV SRR e /N GTPH RHOA
i3 i & ROCK B (1 Limi$d B -cofilin{s 5 8 &4
IR A B MV SEEP AR B S 08 i A AN R 2
F1 5 )3 2 T L U fek e 4 P MV AE i, B R 9 1
1 i 3550 2 A R /) BB ZRY ) firh B A K
1.3 CAT/ME

P TN A T AR R P, B MR
B e ap e RS WIS A MR N N % N1V R
T 2 JE R PR A 4 i B E A e, 25
AR T R D B HE Bel-2 KR AL caspase Kk
SEMH . JEIER C-mye. $JEIERIPS3%
14 I

TR — P I B e SO 4B e S 3836, HH T
S BB B 5T i 4 (B13), TR E Ul B &2, iT R

‘ ' Exo(s())mes
z ~ e

Bl SN ST IR(E AR B SESTHR17))

Fig.1 Exosome biogenesis (image cited from reference [17])
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Fig.2 The proposed model for the functions of RAB31 in exosome pathway (image cited from reference [23])

500 ni|
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Fig.3 Pomegranate-like structures observed by transmission electron microscope—migrasomes (image cited from reference [26])
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TE S M R AR Il sk WA 4 22 5 4 i ik 12, BB F AN RE
E SCH A A BRI — AN AL P LA R L
Kk, TR AR S M 2 54 8 T — R4 e 4b
Y. ITRARERBEIT R A i, KA AR
ERUSCAR 22 I R BAS T AP . 2 — AN L 7% 25 T
W, AR AEWT L, B T IR Ak, dhmai e, 1 H A
YRR B A B3 . Tetraspanin &% ji & I TSPAN4
IR EEA, 6 55 e g stk
J AR B IE B BC R AT AR Y B ) — A e A
RO G A PSS SR I T IE AR N T A
KR T B i FE AN S B D f kB I AR AR E R
BRAETTIIVER . SRARIE 240 5 i 8 5 N
W] 12 3)) 4 1 45 M 58 57 76 40 i JE 32, B S piis ik
BT ARFAT A, 1X N PR FR Amitocytosis.
IHmitocytosis iJ LA R 37 2 iU 4 52 4 Rr A4 B 30 51
T 28 B A i 5 £37 (mitochondrial membrane potential,
MMP)FTZE A4 T P 43 2, o 30 78 40 i o — AN
B 2R R A T S AR ) RECY . IR RARTEBE S ) B
RESEFEESHMEBRER, 550 FnEk
TAEE A E 4R, SR fithRr e i AE A B CL IR
WERIESRAER. A, T A E S mRNAF
EEJ, A7 37 B1BA CAE AR SMIE S IX 28 55 W 78 3 7% 14
55 (A4 20 i 53 5 5 RIS A 4 i 15 O R T g
X R UH I A 75 3 B0 P 2% AF TR R R 4 R R 2E
W —ANA WG] 7 AR 2R Ay BB 9T DL RGO
AR Z B W) AR E T R R B — 2D IR K
1.5 Retractosomes

I8 40 L AE G A2 I R e AR W A A 4E AT RS
s, FEHMIT A J5, K& BIWCAR A1 4 DA 23 25
Ko BIL AN B E I VA AR . R B AN
ST P N 5% B WA i 1 A T T 5 2 T BOR & B TR () /)
M AP EERL, KN S0 nmB250 nm, /N FIE AR,
ABATTRS I L B i 44 N “retractosomes”, L AR LA
Y 2 24 T L 1 Ak YR (B R IE R ). Retrac-
tosomes ¥ A4E D) REATT A R 55
1.6 R-EVs

R-EVs /& FA T BA 510t i 30 FH i 44 16— 284
I EVs(EUE A IEXUKR), B~ H RAB22ATE S
JE22 i [ WA D RAB22 ARH P IR L350 P 4 76 48 il Y
fil-E T B AN B 1) 41 i 8 Rafeesome(RAB22A-reg-
ulated non-canonical autophagosome fusing with early
endosome), [ifi f5Rafeesomes5 41 Y JIX fil A B iR-

EVs. HIE AT : 764 )5 _ERAB22A 5PI4K2A
g5 &, J5 & P APIAPLL 8 5 Atgl2-AtgS-Atgl6Ll
TEW, 75 FLC3-114: € 75 H W BT R I |, T2 &
RAB22AVH#E AFAL L B WRfR . BEJS, FHRAB22AS
SR BIN RS ZAES B WAL S, TR AN
140 i 2%, ElRafeesome. H1 T'RAB22AHH %RAB7
flIGAP TBC1D2B41 #i T Rafeesome 5 ¥ fiff 14 fil &,
Rafeesomelifi 2 5 i iE @l &, BEAULVs 2 41 j 4h, Bl
NR-EVs(E#a A EXUkKER). &% 5E, R-EVsH KL
1% K/INA100~500 nm. R-EVs e 3ie b vii% 4,
FEATVHILC3Z & & E, tlni, P2AIBEE IR
FISTING .

2 EVs5HE
2.1 EVs5MELE

e R AR — A2 B WU AR, Rt
FERAZ AW R T, 40k A 9 A8 I ok A 52
], BWR N IEH AL FuEia R, fmanffT
AIEVsZ S [ IEH 4 W BUR AR . i,
FLIRIEE AR G SN IR 5 A 5 RISCHE 3 52 & 14 (RISC-
loading complex, RLC)FH 2% ) microRNAs, H] ¥ Hif {4
microRNAs(pre-miRNAs) I T84 1 miRNAs; H
2R B HL, LA Dicer i 119 7 X% 3 AE 208
7 0 e S TR A i ) A A B i A iR (prostate
cancer, PC)ZH K5 ¥ S Mib 44 175 5 PC IG5 i 0 K U5
141 ffd (patient-derived adipose stem cells, PASCs)
RAEBUR AL, 5 PCHH MR IR 1 4 44 Bl 485 17 (1) i
Jed F0 ) R R AN 80 IR 1 I AR e A Ok . iR
[ R A S R A B A i e ) I AR B FRARIE , EVs
W25 7 Mg & E R BT, R — 2B it 1
J& R AR KB
2.2 EVs5MiB##®

TERE ANy B2 A, R I o BRI AL SR B
HITUER ST, DA ST AL 1 AE 257 (pre-metastatic niche,
PMN). SR H0T A AR B s W WML B IR 46
AR T B AN S A R RN 5, B S A S
Go B dMi], HR G IR A R TR AR . KEM
iR 40 o W P S A i 1 RS iR A AL TR O AR
HA ARG MR RIER EVS®), iR, BaRm
VRPE MR TS SR RTEALI M2 IR Y. FONG
S OTIRIN, St 20 W R 4857 miR- 122 ) SR i %
HAE 2L B0 A M IR A, ARG T 2 A A T g A 3 B
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Jifeg gk g o SRR T € 2R I AN Al I E YR
M PR LSS TR, (bR R S5 4L 8 Y FRATTI A Pk
P: 768 R4, Rab22a-NeoF 1/l & 85 A Al 45 &
PYK2H e, — Al 7 s B s s, (gt & A
SRR, R ENLHE : (1) EEMERSRHE
W2, (2 PMNTE R, 1ok B e (2) tmT LA
1% R 5 R B A 1 8 4 L Rho AVE AL . 3X Ok
AR Sy, ARG Hu RS T A4 e
H 2R Rl R IR BE P 2 R 10% 42 45, {E R DUE N e
SRE PRI IR o R 1 S IR 4 B (b )0 1)
THF PR e T (L), RAEIEEEKM L
e, P A RERC DR RS, RIS B PR AT 5
2. PR RIR T EVs LA R 28 B 1A 1 R
Yo Billn, SRS 2R aoBAR aoBl S5l O,
M AN G 2R avBS 5 LR A G 6k, 23
B APERIEVSH] VRS B I AL 3R B, It e
{100 5 o 24 PR AL, 5 R o R T A B ) E A < 4] L,
R it 40 4 A AR 1) T FFE U T K upffer 40 IR WA,
T 7L s ) A DU 3 S 2T A 4 B R A 0T, i 1
JE A0 2 EBE SRR B A SR 41 il (bone marrow
derived dendritic cells, BMDCs)[fJ47 5% /& PMNJE %
TR — AR E . WK, RIS e
(pancreatic ductal adenocarcinoma, PDAC)fTAE Fr 4
W% KupfTer I i, 5 5 A A R A A KPR 1 B 4
AN A 3% B AR R R 3 T 4 i i SR YR 1
M FEZE Y, B S, JEH T BMDCsIR I %
R B, R R 2 AN S e ] A B 156

K 7 PMNF R, g s EVsilid 386 J5 &
e A4 L ) S R T 0 B B R AR OB B AR i ik
I8 AR R AR R 3 % o ol an 5 R A 1A i
SRR e rh AT /N 20 T PR A i ik R B AR K BT T
AR RAGAR TI(EGFRVIIIX Fif 808 5 1 (B0 R4k
FH OG5 WL ) SRAZAR TR 20 ), SR TG T 96 4 e
53 WA EVs, EGFRVIIIF] 7E 1% J5 988 4 i 2 [R] 33E 47 7%
i, PR L AN LI AR ™, EVSIERE TS
3 e TR AP 5 2 L ) A R R A K R A A AR
AHEFRR Sk B AT A IR 1K 7 A4 TGFR1 AT LA
TETCIAR 5 LR 4 A M 1) 234, T OB () LR
CPYEAM AR AL, SRS LA AR B, nse 4 py Ji e
AR R 4B IR I EVSRERS 15 S TA M T
L6 ik G i W PR, 0 Tt — 2D e i R e ). it ot
0, M2 MR i (A 197 (chronic myeloid leukemia,

CML)4H M KI5 [ A b AR I IL-8 /- T VCAM-1 (1]
BOEE S MR M A R P, &k EVsINEZAN T TH
RGN i A K AR E . (EARE R
&, FiFERI, YRS H 5 L8 ORI EVSTE
PR TR PN S5 1 S B D REPE . [k, i — P AE
NSNS EVs S8 1 X R B A HE R X, EVs
W T s iz S v T AR EE ).
2.3 EVs5MERZE

e 4 it 3% P 3 3 % QR T B B AR
INEE DA ERI M) S R G AN —RA A A
G5, WHALR, EVsh] DLIR I B H G 80 Al 4
RN (B 4, EVSTE S =5 v it FH T
19964 1 RIS, BF 7 & I Btk EX 41 i GE % 70 v L
BYURRIBRESIIRE L, s, KRB R
TEVSTETAMBE FI7ER o SRR T4 SR A0 B i)
EVsZ#k F ZH LA E E4) (major histocompat-
ibility complex, MHC) 73, A N TEIUREATHT R 52
ERThRe TR . X E AR £iBid R, EVsth
AT I W SR A M () AR AR R P T e R i 2
Ve Bt , FELEREFN 41, W EVsH I ICAMIA
BEFGM IR M 45 & DA A% 1 s (5 5 17
FAb , ML SR GH MR BT EVs T L MHC 43
TR B SR SOR AN o, SEILPT R B 2 U,
JiRE RUE KT EVs & A e 5 7 5T (tumor specific
antigen, TSA)M pMHCE &4, 7T LA #4514 SR 40
i P T 470 i 52 A b8 A e 1 T PR PR s Bk
TSAHIpMHCHP, FREVsit i] LA it 38 HITFN-y (1) 43
AT 5 N 2P R 110 8 40 B 2 2 3 1 T e B K e
Ji9eE G e DhRet Y. b ab, FRATT5ORT 7T K I, R-EVs
I F0E 2 STING 4 M 7] 4% 28 LA B e 4o 928
Bt M AR IE K ER)

BRI EVsA B sz fEH , (A A K
= IUEHE R B, IR 40 B R UE () EV sl [ T 4t
Ji R e e R ST B, RVE T IR ) EVsIE R
PD-L1MEAAA T S 40 B30, Hh4h, J8IE EVs
5717 KB TR Y S OA BE R D R T (B E
mRNA. FEZwf RNAZE ). 11, BVsiisfieg1C i
KHEBE ARG, & ARG EVs# ik 3 5 itk e 4
AR SRR L T AT 40 i e A S M T4 M B, 5
5 TN Th e 22 AL 1 5 B, BE A SRR IR A
WAARE T microRN Asif ity 2 TAH I 2 44 (T cell
receptor, TCR)E 5 1% 14 LA S 2 Jfd PR - FH RO 5 B
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SN IATANAE R RS, 84T —SeRfF 745 H, Rk
PRI EVsil 2 gk TN T2, #ibi] T4H - CD3-C
B 10 2R IR ABE LENK 40 A R CDS T A Al 441 it 25 1ok
] G R R
2.4 EVsSEL[EATT

BATEIBAFGE & B, EGFR 4374 21 41 ffa 41 7] LA
HHM TR, —FZRAB3 1/ S H ESCRT AR i
PRGN, IXFh 506 R I EGFR, i S B A7 H 4
[ 250 25 1, Fop 2R ) 5, 2 AR A
A DLIRASIZE0 7] 2590 () 25 1%, ol 2 Ui, EGFREE
IF) 25 i 245 ) DB Ik 3 Ry A R 41 i ) i3k
AP, 5 —F R RAB22AN S HIMVs(EHE M A
IERER). RYELAERTE , EGFRAT B2 A\ MVs
B i A KA 8 22 ) L 40 i B AR S i 2 I iy
Y, BET S N UEE R, SURAH I RRIA. H
EGFR# L5 A\ M Vs B AR FE A B A . 40 5
EGFRERLIARLE A o bl N itk N1 f, Btz ik
BIRBEARPEAR , SHE LB N AR 7)1 A AR T
BB PRI A R [ 20 R S 4k SR AT AE 55 - MVsHH4H
IO 4 2T A, R A I R (] 21 4 i 4 T 1)
FAMZE, L Egt A MVsHI AT AE M. Kk,
YT N BRI I PR R G I R IR T 5 AT
MVsIRE /1 2 IEM % . RAB GTPases 24 fitl P FEiY
IR ANI A S s ) BB B, B4, B A RS

Immune activation

Z 51 MV . BATIRE R R, 47
TR RAB22AGEE DL N7 (1) #85ERAB7
1) GAP#E [ TBC1D2B4 Mk RAB7-GTP/KF-, il
RAB7i% 1%, 4 EGFRK B4 ££ 73178 A 4 i BEL 7 FL
BIE B EEIRIER,; (2) SPUKAEAE, (RN
PR T BEAEPIAPAE K; (3) S5 RABI1/¥GEF(Guanine-
nucleotide exchange factor)E) SH3BPSLE.{E, #&5
RABI11-GTP/KF-, &7 RABI1iE M, BRAhH- 1A Py 14
G AR AR, e 24 BE EGFRAGH [0 41 i i 2
[, HEd EGFR MVsA . A, RAB22AIER] 52
EGFRIJ#%, H A 13647 B 2 R ] % EGFRIER 1L, {2
HEMVsA il

VB AL ThRE 14 B 4 (1) 41 B 1) 22 i 11°) 2 2 T
B, EVsT & BN MR G TT 23 T R 18 S gl vk B
T EVsiiE . AWaEE. (RaEEfmS
H b2 B AE VR F R AREE 0 uRe 6 28 B 8 )
AT 325 1ok i 5 B 1R e 0, A I 5 A% e R A LU AE
VENZIPsE AR R i 2 . HUFERA,
T4 A A0 B AT 2R I EVS AT DU R R 2 T, JFimid iy
TRAR NN R B L BRI, FERE% 3G N2y
VIR EE LS, SRTT, EVsbRgh] & F = 8h 25 2
HALAY R kR . ZHANGZE SO R 7 —Fh TRE
A MR G AT A R 2 A A, RT DLHERA A 25
B R . R Al AT AR SRR IR R 5

Immune suppression

ANV > «‘23{%
Antigen “Zj / i Q‘b% / o \ | Apoptosis
presentation <= \ /\,) K _// low cytotoxicity
DC \ o / CD8" T cell
HSP70 . )f/ TGF-B -
O,. e ’\O/Cj\/ki\\e/l \/ D //7§ E 3
Activation " (_ & n ——) (. /) Expansion
v \/ gj@'j\pf\\:{ ) ) s
\ I Treg cell
NKeell s 7 ()Lo ) o@

lu;:

\\’ ST é‘
Dysfunction \/ C
TIDC

Differentiaon Macrophage

_polarization
innate immunosuppression

S (-
(S5 ‘ )
(s / Q-\l \fgr o

6@3 Q Expansion
Jo

%a
: 8% TIM-1" breg cell

4 1

EP
= ( ( D \ Differentiaon

activation

i .l '\ - ..;‘
o MDSC

NK cell Low cytotoxicity

El4 BESRIREVsTERE S AR T RO A (B ok B 528 SRR [45])

Fig.4 Roles of tumor-derived extracellular vesicles in the tumor immune microenvironment (image cited from reference [45])
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RARGMBEFRAI A1 . AL AN Thag , mT LA
NZ AR RN )I% AT & T M RLRR T
(B 75 5 2 SEIR AN T se ok e Bkl . AT K&
H I EVsBEAT IRIG TT 10 5 080 T T AT Il PR R
BIGTEAY, D H C 2B NI ARG B B

3 BIESHE

SRR, T B EE SR EVs I AEERE . ThRE
I PR R 5 T ) LA T B . EVSTE
960 A 2 [) D% i Jea 4 -5 koA S5 240 o 1] /e 6% 4 AT
et 558, MR AI i & 7= 4 K E & SRk
YIiEPE 5> T EVs, EVs#ai R 7 K MR 5 BRI E
TEIR R4, DRI AT T 00 35 A 88 20 P A B B i
SRS, TS TN AE b B . BEAh, EVsIA
HA RS ARG SR S A L AR KT 1 Rk
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