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Abstract: Exosomes are bilayer membrane extracellular vesicles which derive from fusion of multivesicle
bodies. As an indispensable mediator in cell-to—cell communications, exosomes have been demonstrated to
play an important role in transporting a variety of biological components, including proteins, lipids and
RNAs. The biogenesis and secretion of exosomes require a complicated and precise process of multi—factors
and multi-stages. Exosomes secreted by donor cells into the tumor microenvironment can regulate tumor de—
velopment in different ways. Meanwhile, receptor cells uptake the contents of exosomes in many ways, which
can enhance the invasive migration, immune escape, and therapeutic resistance of cancer cells. Nowadays,
exosomes are increasingly recognized as one of the hot spots in medical research. Herein, the regulatory
mechanisms of exosome biogenesis and secretion and their roles in tumor progression are summarized.
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Hsp90) . 22 ARG U 11 (Alix, TSG101) i &
A 1 (Actin, Tubulin) A8 51 AH G & 11 57; LAh,
W #5 K DNA .mRNA .microRNA . 1 [RIFCH 7 445
XL AN B S IR Y A SIS Y, R Y
S, 5 HOR VR A0 A A A PRI i sl B AR B )
FHIC AMIMA S Z AR IR &, A& BT, A
FSCHME S, T2 M EZ A4 YT RER 4,
AN LA ELAT 240 B [E) 9 S i A S AL e i A
FRINRE, I8 HAG e UE R & AR g e ki | o
B 25 BORC R PTE TIRER ., AR SCE IR
HNIMATTE B 43 MBI B LA s A % ST
H kR

1 SNBETZ AL F

L1 SRR

FUR, X AN ATE BRI AL C A FH 5850 B4
R B, MUBSE i AR TR /N R A
72, WA S E RS TR R A A (early endo-
some, EE)JfilE APVIRTEIR . Bl , 0 AR —
B, AL MBI NI (late endosome, LE), FEHT,
DA A I 8 0 Y ZF I A 92 9 (intraluminal
vesicle, ILV)®7, & & ILV B NAEFR B £ 5 K
(multivesicular body, MVB). 4 CD63 .LAMPI .
LAMP2 DK BN AR ) MV -5 200 i 5 B
&, BEHCOLN ILV sk, JE AN 1), Fb
WAMATE AL ) 3 AT N A2 4 3 16 525 ) (endo—
somal sorting complex required for transport, ES—

CRTYKHF ESCRT AEARA# A IEN(E 2).
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Fig.1 Exosome biogenesis and secretion

PM: Plasma membrane; ILV: Intraluminal vesicle; MVB: Mul-

tivesicular body.

1.2 ESCRT &k #HIFE B AL H
HNIMATE B3t FE P ESCRT %4577 Z40 &

TR TR L, {26 MVB By TLV Z= st
ESCRT 7EAMBATE B 72 v 1) Bh B8 e 0] o2 MR
FUSTH A RIFFE 42 Hh . ESCRT A 4 i &
VA B AR G B 26 1B, ESCRT-0 WAIIF3EE K%
BUE R, ESCRT- I Al ESCRT- 115 % 2F, E-
SCRT— I fie. il 9 160 73 &, i 4 B 8 11 5 (VTAL
ALIX VPS4 Z5)Ju H & VPS4, WL ESCRT 2 [H]
RN B FITEE G G RE . X LY fe
HNUMATE B A v A R

FIEWFFE K, ESCRT-0 1), 53 Hrs (hepa—
tocyte growth factor-regulated tyrosine kinase sub-—
strate)BE R A BIZ Zbric B H &, H5 ESCRT-0
1) 75— 505 5 5% T BCIE 79 1 (signal transducing
adaptor molecule, STAM)AH B AE A . #1Hi| Hrs 3
IR B R STA M1, SRR SN AR TE BL
W AN, ESCRT- T 51 gt 55 3L A 101
(tumor susceptibility gene 101, TSG101) [ &k 5
REAEAMWMA BOTE J g e, AATTHE LIRS vh &
B, ESCRT- I A% 51 CHMP4 Fy 525 23 (i A1 WA A
TERE A XL TE S Uil T ESCRT 7E5ML
PIE B Y SCHEVE T

AWTFEARIE, BB BT ALIX AT {2k P 14
HH ZF TR FS0EE A 0 300 DA T 388 o 70 A 1) T ol 7
{H7E HeLa—CIITA #HiJfi+h, FBRk ALIX BEW 1S
MHC class [ ZERESE AR, XFSMMA I TE Bl

SN, VPS4 25 I N BRI iU e —25, 12
{5l ESCRT-I1 54K 19 43 #515, 7 HeLa-CIITA
AL A0 VPSAB 1Y T RE T A AN A Y TE s
2P, BRI, A LR 20 (R OTER VPS4A A
VPS4B Z i exosome YT BUIE N, JLAR VPS4A |
VPS4B Wi FEAa]—>, XT exosome [ATE A K
SO, 7E RPEL A h R VPS4A VPS4B

REAM ] exosome AYZ3IA . JX BEHFFT I 7 LLAN ]
20 S 2B AR LA MM A JRA A S B
1.3 ESCRT FE4RBiEIHE A AL

UTAER, BFTEH K BUBR T 42 4L E ESCRT 4K
HLEI, Z03A T A ESCRT JRAR b 4 Bh A
J8 LV Je MVB, GLEE R 57 | U5 I 8 R 500+
B UK TEEE [ (heat—shock protein, HSP). Trajkovic
SEUOTE RUESE T AMIMATIE LY ESCRT AR AL
il AT 7ESEB R h [ ESCRT, R & A Nl
J5t & M (proteolipid protein, PLP) %) 7p A 1K B 1E &
e, F B IR B (neutral sphingomyelinase, nS—
Mase) 7K fift 8 5 g 25 % # 28 WE I (ceramide), iF —
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IS & BN T2 8 1V FH T 0 b 22 Ik e 11
Az, VETTREAER MV B B P 1 2B ZE4E T, k4
WMATTE B, 18Rt 2 BEfE O ESCRT A9
FTTE M AMNBE . Kosakan F1 Chairoungdua [ A
17 FH nSMase 113 GW4869 15 I T HEK293 4
JRL AT N PLP SNBA I 233, LA R AN
F ESCRT, T BEp 2 Wi () > 21, 1R [ e e
MVB (1) — A~ B2 B o, R s & T 40 il
PRGNS, e /DS T A AR, 38 3 25 ) s L R i
AR BEAERE I MVB H R, BEAEIEAL T flotill-
in-2 ALIX .CD63 7l JIH [ Jit () Sp WA PR 433, 3% A
AT flotillin—2P4, BEARHEE D2 (phospholi-
pases D2, PLD2)REW-BENS IENLGRAK i AR R,
FEARGE SNMA T TE BT PLD2 (12 51>,
WFIE R B, DU IR [ K5 MR N & )
f oA . AN nSMase #IH]57] GW48691F
FA MR8 A 22, WLS 5 22 Fi B 80 (1 &1 D (AR 28 11
(CD63.CD81 5 TSG101)F1 miRNA [/ 1227,
1E N B ZR b, CD63 fE/r kB K E 1
fEHIEA TLV, 53X A4 1 2 REAS A 4 28 Ik e ik 4%
WA ESCRT #4228, TSPANS®HI CD8134is,
Al 433k — R AR E ASNIBA . 78 HEK293 4
Jforb, 155 CD9 B CD82 AEAE AN IMATE 5>,
AN, 3 FFER HSPT0 AT SEAEEEEK R A 2 1A
(transferrin receptor, TFR)Z|SMNBAHB, F454 Hd
A KFERQ, #F— MR iz 3] ILVT,
PLEAE EAR, SMBMATE LS ESCRT RS

Exosome
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'5 Syndecan  © Syntenin > ALIX
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R, ESCRT AEMCAS AL il 4 Bl A pl s b A A 75 5
LIRS0 78 e S HIh e

2 MRS AT

B T AN IMATE B R HLTI AN, S A S
(R R — AR E L, DFE R B, A
WIE R MVBs J&i, A RIERE R MVBs A A R i
f A, A3 MR MVB 55 200 it 5 I f 5 B i 1 b
1A FEFERL MVB SIERFARLS, FEMVB KL
IR SITAER, X ANIBA S A A AR Y
WS E TG 2, HE 2R Rab K HISNARE
FKIE R PREIE (] 2),

2.1 Rab Xi&55MipEs ik

Rab B 12716 T 00 B A4H Jf #5 5 r ) — 2%
PRIV T, e S R = BRI (G TPase) 25 &
HE H Ras AW KW R, AERETEHLEE
B ANTRI B B, E AN 76 HH 2F 6 1 440 E P 24
J#§ s sl B e, ImfEUER /A& . Rab
HE R I P 32 S A 15T, FE TR L R
TR v R A EE A T

T R4 2550 7 K BRAN IR R & Rab K
T ER 110, B — A 5 ANIMA 53 WA AH 5E 1 Rab
2 Rabl 1, 7EF MURAFSE & B, Rabl1
P AN IR, 3 Fe 1k Rab11 2878 ok, HMi A
A3 UE 0, H R A BT DA 2 2 M A
JaEseR AT R B H Rab35 A2 K B 4 i

Y
Y, s
% N s

Rabl1 Rah2s
,.! T Cytoplasm

ESCRT-0-II

<= ESCRT-1II

PM: 2 feBE; ESCRT: MARZHr 4 it 2 &4, MVB: % & M4k, ALIX: ATHX AR 2 IR EZS X,
Fig.2 Roles of Rab family in exosome biogenesis and secretion (Adapted from reference [33])

PM: Plasma membrane; ESCRT: Endosomal sorting complex required for transport; MVB: Multivesicular body; ALIX: Apopto-

sis—linked gene-2 interacting protein X.
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R4 JELEEAE N RPEL 20l o jiE 52 A4 43
WTFEE Rab11 8 Rab35 251, 7E Hela 4fififd
Hi, YT EK Rab2B Rab5A Rab9A Rab27A \Rabh27B
YIRe D AN AR 4y b, Hisp Rab27A 1 Rab27B
) il 2% sk /b 8507 B BA 4, T Rab11A 8% Rab7 B
X A IAR - A TCEE M, {HEAE MCF-7 4 g
A 2 [l 2% B TR ALLX [ A0 A 23 Wb 30 75 B2
Rab7 5 517, 15 A0 Z00R 10 FL AR Bk
Rab27A, R4 43 WA /0 o T A6 N FL R 98 240 i
MDA-MB-231 1, Rab27A [yl 4 H: A 2x i 2 &b
WA AT W5, E S R 5} B Rab27A 1 Rab27B 43
WD SRR A KT UESE Rab FIGAEST
WA AL A e AR PR SR, XN R SRR S
WM WA 58 A 1AL T JE B
2.2 SNARE K& 55Mih k5 i

AT NSF 25 85 1132 44 (soluble NSF-at—
tachment protein receptor, SNARE)F i &4 MBI 43
W — AN EE AT, 2R E AR
B G AR  PAN B BN R0 i At LA ok 1
X[ 22 J5, SNARE 43 B F g 5 W 47 2 il 5190,
TEAF ZE R B 4 g, SNARE 25 1 SNAP-23,
VAMP-7 Fil VAMP-8 2 5 45 5 7 ] 45 (1) ¥4 i 4
SIS AN MRS Y G4, 7E HEK293 4fiffih,
SNARE % I & A H 1Y Ykio {2 ik 3 38 e K
WNT3A (M5 FE Sl MVB 1, A AT
R E] Ykto B [TAEEY, BFRHGE, 28 il &
T 1A (syntaxin 1A, STX1A)HLAEVE ] T4 s 4
A WILENS BT SNARE /iS40 i 2 B il 2 11 55
ek, HAE R T 7 2 AR I
2.3 Hftr

Hyenne S5%I7E 75 i BeUFF 2 de A1 3L I 98 40 Bt
&P, Ral-1 (Ras—related GTPase)E i T MVB
BT, 5 MVB T2 MVB FI40 AR AY Al A
Ko ZMREAHIA LI Ral-1 1 FIFE A R—%
filt @& F 11 5 (syntaxin 5, STXS5)7E MVB JK 5 4
L RS A5 1 el R vt )RR R P EE L VR, iR
STX5 ZJ&, MVB SMEAS P 5 240 i st i &, (45
MVB 7EAN AN B, St R, 200 #ET 2 RalA |
RalB 9% 5. Yang 25 MCF-7 4 g v & 3,
Rab3D REAEIESMNBASM I . 76 T A FIk H
IR o (diacylglycerol kinase a, DGKa)ﬁETf[]
Tl ZM A3 105, T B DGKar 3% 125 I BEAE &b
WMARZF A, 3275% DGKa 2 MVB B R 1 45 H
To BZ, A AT BEIS A ARV 2R T 5 Ab

WA WAV G, IR AT 700 A b
IHAERARHL, KA B RSN AR A2 mA R

3 ZRBRRESMMERIHLE

HNIMATE 18430 28 I 90 I 9 52 R 240 R HR Y
TR K BN R SN AR E 55 %
PRG0S R T o T4 eSS B 5 T H S 2K
MAERRLG . FFFEUER, R IS R E T
0 N ARG B 20 7 RE AR SN IMAC 5 52 1A A0 B Rl 5 o
e tn: BERANAEAL - LEA-1 43F 1T S5AMB IR
T ) ICAM=1 R 57255, ivied A SR 0 S b A
MK E) TSPANS AT 55 P B 41 i s i 41 Ji 8 4
JHEET ICAM-1 4557, Z R4 L CD169 Al 5
AN AR R KRR o2, 3 T4 B A MR TR R 235 45,
i 200 L A 8 SN IAMA BT 238 BB R T 2R R 2 1
AR AR, EL R )R -5 T
PUR L 20 A SNBSS, A, 2 A4 A N 1k
SNMATRIRER AR Z 0015 5 o TR B, 21640
it P9 AL A1 5 AR 3 dynamin \ PI3 —kinase il actin
A 3P Ir AT, SN AT A i [A) H
AT Rz —, TESZ AR HLE IR S i A4 iy AL il 0F
G, BR TS [ R S 2 A A S A A
T, T 2 HA ARy A Rt — P R

4 SMMETEMELERRPHER

4.1  HpubE RN Bp R L pETE SE AN RS

VAR, KA AFSE & BRI E 11 5% 32 R [
() PN 25 R 2 R I A R A 3 i RN e 7% . TRE
FRIAAH I R B, T i 2B 1 R A5 2R 9 A
T AR AA S W MET 5 1B B AH 40 1) 323K -
Kit.Tie2 Fl Met R BG4, IEAL T Mg ¥ H%
GIERL 0B M N(ip: ) St Aok AU
FHSEMF G A B, LMP1 BH 1 £ 0 3 41 Ak -5 BA 1 1)
YARLAH HL RS P B 2 (I AMIMA, #512 HIFla &
F 22K, DT = (= 28 P R e A e 31 2
PRI, £ i SRR A R 285 R, KRAS SR B %L
(B0 B (), I IR SY & B, R 40 B nT DL
T AN IMATE 41 MO 6] 55 12 KRAS 2 11, AT ik 32
PRAN G TR, SN SR 112 54 T e 4
T B B RS B T o b e SV 200 i 4 0 ) A i
PR A R a6B4 6Bl Fl avBs, JrlfE T
SE A ot 5 5 200 A P PO 25 A e, ] i i
Sre WAL AL 49T S100 KPR ik, M4 HE LA
ey 210 Y Pt R A 0 ) 2 S R 01,
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HMIMA SR iZ RNA 22 58 240 Jfd %) 34 5 Fn oz
B LR A0 M B IR B A S AN L, S A
PTEN-targeted—-miRNAs fJFMNRBIA, {2 PTEN %
KTRE, 46T 51 CCL2 4» M TH &, CCL2 #1355
IBA1 BB REANAE, J5 35 REA I 7 A% Il e At e 3
B AR R T, e AR L R A A L A ik
R, WHSEUE I SNIMAA AT LA 18 B miRNA
AT AR miRNA B, LR IR 20 it 23 W 1 oh
WA A B BRI RTA miRNA B BE 7, il
WA AU B R AR B, b, Sk
PR AT 532 IncRNA, JF3 41 38 28 S0 644 43
#EHT IncTUC339 ¥ iz 2 32 A2 it fie i & [l 32 4
G5 | SO T B, 2 T A S R Y A Jre e
HeLa Fll MCF-7 2 Jfd 73 WA () SN IAMAC S & 7 IncR -
NA (MALAT1 .HOTHAI F1 GASS), ‘B IWEA T2k
M, W] LA I g e e o

SN i A A 2 IR 24 A P 3 5 A
YERS o IR AT A A0 M R SR IR A
B ALY, RIS IR oY R B, e N4
SN R 114 e P S T 2 £ A 40 i S NI AR AT LA
5 B A2 A I A B i A A G, 40 o
JHL A A Al L AR S0 P A P 2 I P K
AR R AL o E— 2P Q2 2 o A R IR,
HMIMA G 2 R N8 5T =R BRAE PR b A
Yy 2 S AR A0 HE, A i AR SR = 25 T Y
AR, SRR SE R T AN ATE IR B
B e . AW R BT R SNIMA RS 12 NS I
i ged A e e v VR R 5 23 AL, S H R R
WFFE A SR — .
42 MNESE5RERENAT

I 9e 20 L £ ) SN MA EAG 5 ) 28 R 48 DA
T E IR U AV P o e 200 ™ 2 R SN AR
B % CD95L.TRAIL Hl galectin9 %5431, jX 4643
TR Z R T RIS, 20T g & A T,
AR, T Ies 240 R R T 8 A AT 52 e 47 Jir £ 52 44
JL R I RE, bR 240 L AR Y AN IAMAS B % PGE2 .
TGFB . HSP72 Fll miRNA %5843, Bl BAZ 41 Jif $5 H
Ji, AT LA S ) R IR A S 4 (myeloid
derived suppressor cells, MDSCs)Z A5 b7 i
21 A St 5 A9 A1 A4 T LA BEL BT A 2% 41 fifd (dendritic
cell, DC)F B, XAV & H i TCF-B if8 53
(A2, il (4 FH S RIFGE 4E , 5  4 35  lds 24H
HLA3 U6 B miRNA [N, #0125 4 TollAf:
ZAK mRNA LR AR, M/ Toll #4741

Fih, (EHE B gAML S AR RAE IR T, A FE
JigeE 1) 4 B R RS, R 9 20 B 43 D ) SN A
EHEBEFET IRVER Fas B, 7T LABSZIAT
YA AP T BT & B IR A4 A R 4
WAL 2 EGFR 2 5 W20 i, 755 5 0 4 i 41 1
FH, HARBLEIE EGFR 3% MEKK2, 4 i ## R
A6 IRF3 $04fil IFN= T =4, S i 15 B g g b
JF 8 28 o 25U 5 7, X ERIFSE LM A S T A
R RTRATRT IR S e Rk HL I F B T H7 Y
A
43 MRS 5SMEZ YRR

JiIed 245003 7 e 1) AR TR T 2 H R
JHIRE IR YT B B, 1T R IR 25 Kb R R
FERITIT AU S I 2 — o T4, Bl AN
Rt R, AMEBAINBMES S5 T Mg 259G
JrHCHT. ANIMAN T & A= 29U AL 32 255
A 3 (I 3): S — Tl Aol 20 Bt 2k A s AR A
Z50HE AT AT AR N 25 VR B, 35 K 2 AR
P e OP B2 YIRS R R, IEAHCHT )
W19 -FL 957 241 6 5 R A A B, SR 1) 43 W it 4
Tt 2.6 £, H H & S, o $ R A HE ST i 51 5L
Ii A0 M R AN ] L AR HERR 2507, 18 B
HHIXT docetaxel PIHHTHLTIAT ST & BE, S A
T EE Z2 24U 11 (MDR-1) 2 SR 2, i
MDR-1 43 AT LUK 25 25 Ak, IR A5 259
HEBCVERIT ™, BR T HEPUA0 BRI IS i S AR, i
TR [ 5T 440 L 43 0s ¥ S MU AL TV FH PR
AR, 1t CaM—Ks/Raf/MEK/ERK 3 i {81 41
WMA TR A MDR-1 i BT 1 (LRP), M fie
KIS AT 254 5—fluorouracil AHEHT™,

SF R A 2 e 200 A T LS A SR A3
BT, RSN S HUAZ Y. FLIR AR
X} HER2 Uik trastuzumab BT IBF5T & B, HEPT
{14 92 240 A e 3k SR ] B S0 43 W HER2, HER2
SHURZIES G, Wb BUARZS Y 5 b dn AR
IZe BE, DN TR S 2L B 1) 2 D ™

SF AL 2 20 A =2 [0 3 2o A A AR SE 3, T
T T HUSIRE A M BT R . S E R e
OB AR AT R EE LA, B R BRET e
B SR HEPL A 20 7= A B AN AR 5 SR A A e 3
B IncARSR i 3kik ., #E— PR R B, SNk
AT LK IncARSR %386 28 57 (A S0 i g At e, 35 felt
Fo AL A a7 Je B e HkhT, HARPLEE IncARSR
B2 R MR U, 7T LA AR 24 miR -34/miR-449
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) ceRNA, 78 55 miR-34/miR-449 X} AXL Fl c¢—
MET (R $5, fEFE40ME AXL F1 c-MET Y55,
i geR 240 R R IR A7 B T RSy 25 M i 1 ., L
I 92 24 L 355 S e 98 R O K T A A L RR I
miR-222/miR223 (W4, 4 3F 2L IR 98 20 A AR
i, JFHRFH LY hipEe,
4.4 HNBES SR SR

F, B SR 400 4 D DNA 238 77 g 194 3%
Ty Rz, R A T ki o, H ik
SHHCHT— ELBR I IR TRTT R . BT IS
RIR, SN HE A0 B )5 B AC I, 25 R Y
IR BAnAEMta Ao, RES A 32 i 24
JiL 55 2R RS AR LE, ™ A g SR T miR 1246
SEREE . SR miR1246 25014 a5 SHK b Fi 2
B, 4B A miR1246 14 55 i 40 i i 3 58, I
AU, 32— 20 OGRS B M S 0w
i miR1246 Sl L I 1L AR DRS Kk & 44 4F
FRSA FLRRIE AR A FE & B, FiRg fa) J5 4 it mT LA
A8 ARG S RNA (SR A, Ho 3 2 15 1) 2L
iy 240 i 5 2 TS TR 1 A2 A RIG -1 T 980G =2 14
YRR STATL U 8515 38 1, DA T 7 2L A 98
JHLELAT ORI Sk S R i E ST, R
FHEL SR Ak L 240 L 9 71 5 A 348 5 52 A 48 B 19 T3 S 41K
Pt, XATRE R TR0 DNA UK 36 & 15
SERAAAIERONT™, X EERFSE 785 IE R T A MIMAS 7
14D 240 B ) 58 A I e 7 e ) B

BEERE
20 L U8 7 A A A, AN ST 00 HE R 0 it

5

(g —b 7 3, S PR G PR A =2 8] 52 Y

WAL ASCHIE T ANBATE 185 73 WA TR (A 5%

B, LA K S BAA A Ay 200 i 18] 3 TR 8 2247 o
Z: 5 I R rh 2 R A 22 18] ) AR S S 10
Lo fiid K HE R R 7

CARUAYEN R e A R R R (B e
S, i AR g 2 W AR AT T R il
AT A AR O I il i B K S N AR TR
HSRIRANIB A, BE S e LR Y5 200 i )RR AR A2
Chen S5 IE, 155 e e B 2 AR R AL A8 2 TR
Sy B ANIMAR 24 22 RRBE AT, Hi
SN ASR T e 8 A DG 545 5 e T 2 (-
mor—associated calcium signal transducer 2, TAC -
STD2) & — Rl AL VF 22 R AP ik 2 15 1) 240 =6 1
L AT W e LR AR S, s e
HBAE ST SN TACSTD2 KF-# T4 B4
T o AN TR v 23 B 4R A AR B L &5
Y, AR TR A AR S S S, 2 — AR
ANVER I W T Be o T HL, BE T M A 8 ]
I7 R S0 R 3 5 B S — T i B o SR e
TG S AR5 A T BEL L S0 23 1 B IR TR
85, SRS A AR BRI AL R . HRT, RSN
PRV 24 ik 1% AR B0 2R R Y T LR 251
A BCREA 58 A HATT AR O SN AT R S diey 7 ik i 9
FAFIIEFE R B B IR

JE AT IR T 5 SMBATE o3 WA O
731, AE R Tz R T S B A A LA R LA
ARRPE, RN h—> 2 0 Be2 2 W i s g
e, DRI BARHLRAI AR B B . 45T HAToF

Neutralization of

@ Drug export

antibody based drugs *

* + = Medical channel
/‘ Y  Antibody-based drug
Exosome
= |~ IcRNA
. 2 + - miRNA
L s £\
o 8 ] =%
= -
L o (- = e @
I — S et e
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3 SMMES S IME IR TIAYR R (U4 B SRR(82])
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Fig.3 Exosomes involved in cancer drug resistance (Adapted from reference [82])
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