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Fib 98 64 KA KR 5 S oML PT AL 0 MO IRSE R B K A, ML AR me B
& 6 AT SR SRR AR, L5 TG P A B SRLL R A LE ). Hhie e
Rt TACAD X, PP 5 2 PTAL 694 IR3E, BRAR BARS, 48 AR, A0 E 34,
MBS F, RIRIGENFH—ANKEE. B HERARFA, KERTI R
WAt e KA T I8 IR AT T ok 2 49 i 28 A 39 52 %)y Au Al L 69 5T 4m
JeF A, Bl KIS ARF IR MBI k. WP SRS FE
AT A IR AT AR oF K AE 6 TR BEAE R AL A A ol 38 S RRAT I TG SRS R )
2 i KT A 2R A IV 9 R R BTN B b B ARAR R BOR B A, RAN A2 A
L AT E FR5E B A ARG R IE F 6 E KRR E R KA F 5.
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HE i FLEh M dm R 7T A e R AR K 2 89 IR 9 & Ji(extracellular vesicles, EVs), f& 40 ik IR
R IER. YA mA e 77 B AH RF). EVs% AR T A AR, L4550k
(exosome)- AR (microvesicle)F= 8 = /)>#& (apoptotic body). & —FFEVs# v A IEw K& &K i = 4,
1) AR UL SR AL D B Sy A M E M R, AR A TR R SRR IR AR K M) AT ), ISR A R A AR
J. B, EVsE IR ERET —H+ 40 F 2o mieia) @ ag 2 X, @ PG MR+ 69EVs & 5 49—
FINEFH T RAGBREIIEMAA TR, ZXELTREVSA TIRE— R I AT TR £ 4
FHREZEL, SEVSAE AWM AGIRNT 1%, ¥4 8 Tie kAT REX —F T A RERF
KA 6k 69 ARG, A H R 6 A B FAR—A FA 20G76 77 ¥e AT Ae HA3R 6 T R %
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Abstract  In mammalian animals, distinct cells can exchange information by transferring signals including
not only single molecules but also extracellular vesicles (EVs), the latter often varying in the origin of cell,
formation pathway, content composition and biological functions. Most EVs originate from endosome or plasma
membrane, including exosomes, microvesicles and apoptotic bodies. Each EV can be secreted by normal or

cancerous cells, transporting stuffs of biological activities, regulating physiology or pathophysiology including

HEIEF . Tel: 021-54923302, E-mail: sunyu@sibs.ac.cn
*Corresponding author. Tel: +86-21-54923302, E-mail: sunyu@sibs.ac.cn
D 28 H B IS T 2016-04-18 16:57:26 URL: http://www.cnki.net/kcms/detail/31.2035.Q.20160418.1657.004.html



348

AL -

tumorigenesis. Here we review the recent evidence of functional roles of EVs by focusing on their implications

in human cancer behaviors, including inducing tumorigenesis and tumor growth, generating therapy resistance,

reprogramming energy metabolism, causing genomic instability, remodeling tumor microenvironment, promoting

metastasis and evading immune surveillance. A deeper understanding of EVs and their contribution to human

diseases particularly cancer progression can lead to new opportunities in clinical diagnosis and treatment of cancer

in current worldwide settings of personalized medicine.
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JIf T 38 TR 2 — v P2 A2 2 TR 5 I 248, 5% )
9 I 2 R R AR O, IX A
2800 B M P A S PR B ) T S Wl B A i TR
AR TAE R . FEit JeamS04F 5L, A A& v 7= 2 i
(1) 388 PRSI B m A ER g Ah— M A2 S B, BT — 2640 i
JIid V% 1) B i (extracellular vesicles, EVs)Bf J& # 2 Ath
I HE A PEWL . 19694, Anderson B X 75 i 4K H
RS RE P R ILEVSIIAFAE . 24, Myl
22 U 2 I, 40 Mt w) DA E T i B A e R S — 24
EVsEL5% 73 wh 58 [ 43 wh 1) 77 2K 58 bl Ji 18] 3 . S5
B b, 22Tl A BRI B 2 e R 0 SOX RN, il
JUPIMEVS S R0E. AR DI R R
FIACH ZR G AEAH ORI o TG 1F 9 3 2 9 728 40 il =
A IEVSHRAE — L8 8L 1) A i 2 ik B v R 55 W B
T OB AR, DR <18 4t o 30 ThT 38 TR, 58132 S
A1 2 17 (FIDNA. RNA. 45 [ A0 i 0% 26 26 i b 757
By (KR8 AN R RUE VIR 43 140 B )
T € 1 H R A 4 R TR EV s & 15 A7 R AMURE 1)
I3 TR LUDC il 1 U5 425 40 I T fig, 03X A 43 2807 vk
SVFRT DL TG« 12 WA e [ IR PR IR 7

MO . DhRe R AW kIR, H a2 =
T 3 ZR R EVs: SMAA. ORI TN, b
WA, H5 BT 19874F i JohnstoneZE77E 45 - 1) 9 45
2120 W b R IR T 48 e B O fE e IXPP N )
2 AE40~120 nm, M —F 44 24 £ i A& (multivesicular
body, MVB)I1J A #5447 % 43 WA TfT k. MVBAE g 41
WA )RR, 1T 28 N sl IE AR e il fEIX—3d
by, U6 2 T 1R A A FH B 7K A4 = A 1) B
5N RN A R IBEAR A R, B 1) AR )
Ji B BEAT PN 28 1T TR R (M) V. 38 i P W I N
TRy % E A ) (endosomal sorting complex required
for transport, ESCRT)Y5 HoAt il 43, LU fig 28wl Y 75
JIE AR 1 R 55 B D tetraspanin, 25 31 P AR AR A 2 1)

extracellular vesicle; exosome; microvesicle; cancer; microenvironment

XA R, R HEMVBIRE Y. L B
fit ZAMVBRE 5 SR R ARG, S EMVBIK N & Yk
filt, 53 WA TUMVB R Ji5 7] J5T B R &, I Jf A0 2 TR)
ANUAA o AN )T AN UA A () A2, T 3 ek i ) 471
HZE I R, 4 20 A DA i = T I % e DR T vt
(100~1 000 nm). I g — P oL, HEATREP AL T/
PR TR i mT U758 T2/ A (800~5 000 nm), Ji
T e TR T 2E e PR T AMA T RE A
[KIZHDNA J BOMIZH £ 31

5 JRE TR AT v, 6 DR 2L /KT R 3R st A 2% 7K
ST v B A [ )9 40 B AR A ) 56 T 4 AR FLAE L, S
HALFE AT AN N P S 4 R v A A 2 4 i
T R AN DT e TR VR S L 1 PR A O g
A B 2> 53 WAE Vs F 52 Wi e i 1R T A7 8 P RE RN
P T AP 5 D D)0 TR A I, DS ot 4 i =
A EVS T 8 43 5 1) 42 Jit 20 1R 1 4 2% 2 R 2 o v
T3 DRI, WA AR 1E 40 I R0 95 40 AT A2 IE Vs
Z )2, BAEH N SPIAE L RIEFFIE.
T R LA IRTEV S A2 W) % S 40, AT e 2R ) 2
FUREHER =3 0 EER R X

2 EVsHIFLEM

A b 41 RS T M Ah €36, BVsHH 1 ) B )k
WAEE . LA B, AR g U B e . s
B % P %% U5 FEExoCartadt 1, # 1k #1201643 H30
H, &9 769F £ (4 )i, 3 408FimRNAFI2 8387}
miRNATES M A A4k 3 &I

T8k R B 1 0 AT 7 i SDS-PAGE AL T
Z M (AL T BUIAE ST, A6 FEVSH & A
W B EE R . SR bRHESiL D AR BRI E VS
N A VG e, AR S EVSBEAE H B O i
T AR R I DA 0 L 2 (Tt A 5 O R S A 558 ) A U )
Y. SR Ledi R, EVsil 245 N i
AHSCHE A (W Rab GTPase. SNAREs. Annexins £/l
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flotillin), H: o 47 112 5 BIMVBIK A4 & A i 7 v
(WIALixF1Tsg101)!,

T JIT B B8 P A A7 v 5 8 DAy Tl 20 4 ) 3 ) —
M A, e E L TEVsT. o, 854 I 2
tetraspanin, 1% 5 HEE I 30 N 445 R 45 1)
B R R IR B R kY, e D37, CD53.
CD63. CD81FICD82H 5t T-B4H fitd A1 s 44 v i B,
XSy R E AR A T B L 32 AR 1001, S
B BN A BRI Y A AR AR B0
S AR R Mtetraspanin ) i 5 #3855 2575 77 HE 4T
PERR & A W B AR, EVsHH AF 423 & MR AR
P OG0 B 11, /B 95 09 Ik 9 i 90 L 1 6 e 2 1 A
flotillin'™"*o AH LT BB, AN A 40 AU 11 S AR 1
e EAR TP IR B e BB AR M A Wk, S
T 3L Y1 9 Tl T R I I I e (O i I ) 1) g =K
AT, A A T R I T R 22 Sk R R B RN AN TR D
1%, 15 e A FE 1 VL[] P — B2 R WA FEMVB B B 72
rHI )R 1 4

EVsPr#ii AP s H A FFmRNA . miRNAA
IncRNA, T H FmRNA W] 4 52 4441 S R 26 JleAt 2 1)
HET . A G 4 B s 0 B AT SN AARFIE E Vs
A DLIE P B miRNASE A5 31 52 4440 Jig Fh . BVs
S 2R ARG AIRNA D B B, L35 [H) 8 A 4wt
[X 4k B & RNAFE SR A, BH P, 45 FJRNA.
tRNAF B, #EJERNA. Y RNARI/NT-HERNAI2!,
V22 P NEVs /> 25 B RNAFH b T4 5 40 i RN A
0o E A, 3 B UEWRNAZ T MEVs# & il i
A — 2 kPR,

I R AR IEE VIR 41 Mo 2 (7] Ty 8 2 EAE (1) STk
J& 14 Keprostasome X T NG 41 ML B) M (1) 42 T4
R, k2 L AR B EVsI 2 M AR M) 1) g 56 IS bk
RO, AH AT GRS, EVsE NI L 2L A Ja 40 i
Z VAT 2% ) B 2 P 40 oz T 174 ) o ) 2
PR EARSCH, AT Z 7 T ITEVSA T A
SR 1195 B A B 2 R

3 R R FNAE K

7 I 988 T sk F2 v, AN W B SR 11 2 DR A R 2k
W% 27 R S AR W] DU s i W0 Jir e 26k DR 1) 3%
IS FFDUERIM S BE DA . 40 i 1 20 e £ ) 0 9 21
AN K EEVSH K, Ja & n] LURRERE & g 5 DA 7 i
() 5 %, a3 iz A4 K X 7 52 vl (epidermal growth

factor receptor vIII, EGFRVIIN®, il iz ix Ff 7y =0 ik
AT 1R 9 i DR 3 TR A 380 i i JE Jo i A v 23 5% iy
TR S SR A B L dn, M R AT AR 1)
e 22 18 B A2 UEGFR I A/ i A4 v DL sk ) &05 3T (1) Y
Fe A LIE 5 SR WOk LA W Bz A2 K TR (vascular
endothelial growth factor, VEGF) 1 ffi 5 £& Hi IfL 45
W 2 4= K [l -FR2(vascular endothelial growth factor
receptor 2, VEGFR2)[1) [ 73 WA {5 5 % A0 K %5 7 i
AR, (IR M, 45 T Al R 2 2R DS (tissue
factor, TF) ELFZHF 40 M IR BALIRAS, WIK-rasiiE FE N 7%
A lip 5 340 B PRl Dl i Ok 2 R SRR, R] AT TRR A4 P
B O AE K BRI OCEE . A BRI, XA IKTE
VBV ] DL = i A= i I R Sops A 1 i e A= 1<
JEAEARIN AT T IEA S 29 40 N IG5 =

K S A iR () A AR T DA 3 E R 4E i R
A A LT, K L g R LT TR R A AR I
W R A M — A S NN R, AT B K
Jirg, T I N KU A A A AN HAT 1X i 20
T A0 R 40 5 W P S UAA 5 AT I B . mRNA,
miRNA, X L5 3 I8 117 40 i 1) e 40 JH 2R AT
AR, ok B 2 kM R IR N (R B R) 7S 5
T 41 Jd(bone marrow mesenchymal stem cells, BM-
MSCs) RSN A E A v K- B 40 i BT 1 N A 1
AT DA RE 22 S Vi s IR AR A 1T g 40 L ) i
AL A e AR I AU E Vs i LUK ILNCaP
AMRWPEZ L 28 (R HE A< e 2 SR T o3 4k —
AN A R 9 40 L RDU 14518 A1 W A4 e 6% 18 i 5= Fh
FE AR 6 (1) AR O 42 w17 21 JB s e 1k Bt J (prostate
specific antigen, PSA) IfLF 7K P2, PRIy, 2% i
S B Vs H AT 5 3 15 5 4 M g 22 sl A0 1 30
B

4 FERBEREATE

JeeE i 245 2 (1) R 26 R e v L5 2090 % 1 I IR &
5 DRI ek e AT T W v T 7 2R ORI T 2000, i 4 i i
Zinl LAy WS S RPERISRAG M. ATt 4i i
H & SRR R 22 S 3, i 5 o (R 40 e 25 9)
PR 1) S i A e 4 56 DRI RN R W 15 A% K- 1 A
AT KB, TS A A P B, R AR A — o
PEBI, (oA N AR BEA AT SR I 8 R AR R e
B Warieae ), Hrp e w8 —ANJr
A5 2 P 1) i 0 A B R T T RS R IR, TR
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HEVsAE U IR T JE i A e s T2 e g b,
M\ TR JEE AR 28 1 (FIMDA-MB-23 1 3| iR 41 I AU 7 e
JSUIRE A0 i 7 AR B EVs o] DU 7 1 5 4T 4 40 Ji Fn L
B 20 1 — ZR AR R AL, 045 5 e AE ORI A A
A BRE TR T I A X PR = A 75
EVsI 5 1) 25 A A B B —2H 28 %% 45 %0 Ik 1% I (tissue
transglutaminase, tTG)UA & SLAEEVs3 (1 1) JE 4 41 3%
B AR

A IR, TR 52 A2 1) FL I 40 i RMCF-7/
DOCTE % 1l it 7 W & Fphli & 1 (p-glycoprotein,
P-gp)I¥) &b WA A4 AT 153 i 56 X 24 ) 500k 1) 4 i &
MCF-7/SERAG 0 T 542 I i AT T, T 3 Fof o ik 4k
WAAAIZ T P-gp 1) J7 X2 3 B 40 M 3R 43 P i 24 11
— T HL IR, e A AT A ) AR WA A48 T DL i
2y AR T7 2, A8 R A OR B rheAL B 25 ) Bt
PEo BN, 0 GUEA T 52 FR) B9 S5 41 R T 1 A0 3 4
PR T A AT IR, A AT 1% 24 1132 4 B FIMRP2(ATP
binding cassette subfamily C member 2). ATP7A
(ATPase copper transporting alpha) 1 ATP7B(ATPase
copper transporting beta), J&7 3 WIE 52 AR 40 g b (1) AH
AT T B, d 2T BUR SERT 25 W) UK g 40 AR
5 AN FERBUREE . SRR T LM e A0 T T A i A4 B AT
HER2(erb-b2 receptor tyrosine kinase 2)%% & 1),
0] DL FFAR 52 44 41 i % T Trastuzumab 25 24 4 1) i
., W32 G HER2A 5 38 % AH 5C 119 FL R g 2% 1k F
JEB3, [H] HE /N 40 B il 9 (non-small cell lung cancer,
NSCLC)JB S 1 52 4H 5 11 1ML i# miR -208a£2 41 Wk {4 12
B, AT LUSE ) 52 AR 40 B P p2 1A e 0 B O T
e A PRAR LT8O T U I G AE . PR, miR-
208>k il AR Ay It v o7 18— S B AR

R 5T A0 e R A R FH 5% 0 Wi R AR 23 WA A
KIR BT FUROT Bk — B AR 5 i 40 <8
Uit, EVsH ) AN A A RS DL JE J57 40 J 1ia L Jl g 4
Mo fLi% . MR FIRNA, £ &Sk gm il P 1
e ARG e e 3R, AT LIRS R 1) 52 44 (pattern
recognition receptor, PRR)RIG(roundabout guidance
receptor), LLIT STAT(signal transducer and activator
of transcription) < #1447 57, it 41 i fig 8 i i
XM 7 2 A L g 40 i Y Noteh3 38 2%, 18 i B i
A UAAA R I [R] IS 5 2 D8] PR A EO6 3, AT (i a2k
TS LE BE A HRATIR ST I 038 b8 A= K 1) 4t L 17 14 5
Fg e, DA, A e 2500 52 P ok AR R TR i

RErR, BB A PR A0 I e A A o A 220 B 4%
5 S TR PR 5

5 EREge=EMR

TEARESRAE T, FiR IS i SRIORTRE % At
% 2 PP TS P g B . TR, 4 i AR I R
AR B S MR PR O IR 2, 3 B MR T
(PR TR EEEN . R T RE e X P pHIV 4514 28
17, AN AR R AT LAY 1B EATT N S pHIF 28,
4530 B S RERE I 32 T MU S pHIK) AR AL i e 1 1R
PEAE ] DUSE A T-EVs I 3 il A i, PRI o o
Je A0S 4 B 1) ()3 TR B i i fiE 2EHIF (hypoxia
inducible factor)ff 44 1] RAB22A(member 22A of
RAS oncogene family)(1)2&iA, 434 I 2L e 41 i
RIMEVsHIi T4 ; 10X YSEVshfi RIAE AR SN E 2 5
TE TN AR 2205 1k, A% P9 19 s B S S R AME A
B, A8 LG 7 E e R A B 2 S AR 3 ) il 1)
R DRI, A1 R S8R R P Tl P 455 v 4 L 1)
AU AL W] LA S E Vs T 1 i R) 38 T, 5 30—
o [P RE AR 28 R 1E e

P AH O AT 4E N fifd (cancer-associated fibroblasts,
CAFs) /2 2 H 52 PR 988 Tl A 855 1) — b 3 2 4 L 41 47,
T A AR 5 T BICAFs 7 Wb 1 A0 b AR — H 4k
0P A0 MBS, 0% AH 2 10 35 T R g R AR AL AR
I — TR 58 £ W, CAFSHTAE AN A BE W5 J i £
o AR S AV B R A, A1 T 8 2 s 4 P 7 A2 R 2 2
P FFae AR A PRI SR A BN o T A A 2 A U 5K
XA A R BAT S8 B AR 7 ), B3 2 TR TR
NEJT. TCALEIA )4, 3X 649 5 35) 1l o 4 i o 4%
HUR 3L B 5 b OB A I SR R i
AT 3 R R B A K

6 ESEEERIREM

TE S A0 AR DB SR A R 2 1t e e 2
PR S HRIAIME 5, LAAERR A0 0 FRIast A% e B 0k o i 4
BRI AN E T T REAE B VST 5 3, IRUAKY &
M) 3 53 % JAE T RN AL s A, AL F5HERV (endogenous
retrovirus group). LINEI(retrotransposable element 1)
MAWTCER, 20 &R T IMRMAT EEVSIF il e 1 2
TEH A AP HE, IXSSEVs e I S b s i
JE e A A Eh REVEMIZ IR B 2 AR A, 2
ASIHTER.
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TE— LR i, 4 38k 1 4 5 DN A JE BL—Fif
24 N TR TR Fe LR A R R B S A7 72
XL | Bz G 2R, R AE A 2293 34 b 24 4y
FEIEAEG T B AE 4l M ot b, Bl S A6 T REFE SR
2 40 o 5 L B Ak 2 (g ee), — gk v 4R T, e 41
7= A2 BV AT LA T BE 1 Hh % 7 3L [ 4IDNA) F B,
IF AT DURE It 4% A 1 1 B R 40 7. AR 2,
EVsia #1115 I 4IDNA J B & &6 7 384 R R
U8, 4 B IR, BEVSHT A S 10 2h B PEDNAJE #
FRTATL AT . 224 B A AN 0, 30 XU AR 3K — 155 0, 5 m 52 4%
SEBR b, ST -ras (1) Wi FE A IR AL 2% v R R IR
B AT A R (9 R R e i 15 30, S A
HREX WG EBPEVSHIN T

Wk Ff 1 2 4% 1) 40 B T RE JBUIE Vs e % T g
Hi 17 52 44 41 o % 32 Ji R DN A (plasmid DNA, pDNA)
IR G B R, TR Y I mRNA Sy 775 52 44
M HEARIAWL, KL, XFpDNARIFERS il fig &
P 8 2 7 56 (R ZLDNA R B R B 1% A (7] () B ) fir
W IX[FEIN R, 5 FEVs/ 3 pDNAFIHE R 2
DNA F B I HARHLEI R G I, SR FRATA T
ZEVsH E A DN AT & AR (1) I A) 38 AT S8 11 1)
WRIZ . T R AR

7 EEEMENINR

TE IR 5 A ) 22 30 SR R v, R 4 i K
AR EEN . FEIR 2 SERR v, T2 il
I TS 6 2 ok W 2 5 O A 2 A T SRR ) AT 4 4
A, B L4 2030 (CAFs. X FICAFsHLAS BIFh 15 Ik
00 e P 4 2R AR e o ] K A e 2T 4 A R R AL, A Ak
G O TR H L B N B A LAl ) — AL
FRET HEAN MY, 3 2 5 BN 1 @G M RE
Mrh, Kisa-F UVLE) & F (a-smooth muscle actin,
a-SMA). & ¥ TGF-B(transforming growth factor-
beta) [FIEVs nJ LLIK 5y Jis 21 24 40 J 53 44k WL £ 44 4
fg, It Lha-SMATK) H A A A b &R,

CAFsX} -9 4 g i 12 28 A G A% W] LUIE 1 %2 T
TR SE R o AE R SO LA, CAFs™ A2 (1)
EVsfig % 18 ik Wnt-~F-[fil 41 o 1 1"k (planar cell polarity,
PCP)f5 5 it 1§ vei FL i 8 40 H B0 5362 3% %k A1 HIL
B, 1z R L AR ST B A O A R DI
Fzd6. Pk1FIVangl1PV. 7550 BdiE /N B ES o, SR
I 40 B AN CAFs ) 3L F% 1l 12 35 42 = PCPAE 5 R A is 4

209> CDS IO (B A 5 1, I HLFL IR 40 L P 74
15 5 5 FERE A 70 WAL 7)1 Wit 1 1/ECAFsHT AL AM i
LR R XEER AR, CAFSUS ) AN
RE W5 IR B Wnt-PCPAi5 5 35 PE, 3 BCTL R 41 1 sy
JEARZRAT A,

B J5T A0 ) L e 4 L 22 ) EHE Vs A5 AR L
O 6 T I B PR RO T T 2 1 IR R T A
IO T A A0 1 [R] s 24 1 L e A P L R I, i
BB TRMEVSTE AL & A7 4l 5 = W IR 1) J % % % o
TRNA; M 2 A T 24 1 7L e 40 Jif0 36 1% 5 A 2
AR AIRFAEPY . 3X 8 i B 53 B ) T RNA AT A
RIG-1(roundabout guidance receptor-1), Jii # % F 1
P AN S TDNA$ A Ft 1 s 35 55 I A1 STAT I (signal
transducer and activator of transcription 1), ISGI5
(ISG15 ubiquitin-like modifier). /FITI(interferon
induced protein with tetratricopeptide repeats 1).
MXI(MX dynamin like GTPase 1) f104S1(2'-5'-
oligoadenylate synthetase 1)7E 5 7 R M 41 fa b i)
e PR, R 5T AN i 688 8 AR R TRE VS
J5 SR e A TRy 4 i 2 Ta) 45 B i sk A 3 iad
BN, FFAEAFR 25 1V Foe A0 R AAAS LY g

8 (RIS

e AN R AT it JRiiiT e . 1248, In) i
BRI EIE N B MENEARGEZ G, §ER T )
SO E R R B EVsi] LUE IS Rk 0 & 4y
(19 5 42 J& 55 1 ¥ (matrix metalloproteinases, MMPs)
BB I AP L T (extracellular matrix, ECM)H] &3
B4 AU 20 AT A EVSs, CAFSEIIIEVS
9, RS2 Ao A M (AR 2R TR B I, BRTL-43
T Y AR PR ) 7 A R AR, ] LK miR-233 5 %
95 LA T 0 UM 4 M, B 22 3 IS 5 AR PR

A NAE AT IR B o b B, 7 a5
4} 3% % A (fibronectin, FN)-38 It 2 (HaSB1E A Y1
EVsIFFEE 73 W, To1 RS FIA N 1) e H H 3 =
HIEEAN BT AT TR . DU T e (R U B,
FN-#E 15 8 78 &5 (INEVshe 45 & 21 I I 81 [ 27 22 f
S MR b PRI ER 1 SR AR T T R 1) G
BORAS . BeAk, AN R 2 7= A2 EVS H AT AN [ 1) 3
I 2 [ AR A, 173X Le A5 AT DLy s B R e
MR AR E. i, A acBaFlaoBl (FEVsH]
il 4 %% AH OC, T avBSAEEVs_E 138 28 ) 5 2 21 - 4%
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P, R ] a6 B4 oy PS5 ] LARFAR 52 A4 41 i o) S 4
(1R R AT A B A I PR i 2 o B JH e 7% 2k e . R il
16 3 40 JRRE T4 Ak 1) 5 R 6% U80S Srefigh R 44 Al
HI 2T PR 1-STO00KE R () 23, i s i Ak EAETC R A
(R 2H 1S 2 B/ R 7 I PR b T T 0 #4557 400 28 o
0 a3 A% B R 2R BT

it 4 JH RS TR IRTEV s ] DL o AR i 22 R e Ak A
SRR A BOIRAS, TA) 2t 1 40 R ) 3 HOR AR K (an
TR I A 1 Bl R e s B R A ) SR
TSR YS90, il G, e 40 L R 6% 30 i A A K
*FmiR-122(EVs, H00Hi e #% mi A7 0 g 40 1) 76 45
B IRE, AT 385 02 S #5% 7 7l 52 (niche) AL 1#) AT 3k B
e A 6 40 AT 28 I E Vil 1 4 22 microRNA
o oy A R T TP 5 v 0 PROBE SR AR, e 4] U
EPRI R DR, 78 T8 R 7% i A 58 1) o
H, BV #4545 A0 B B A AR OB A . e B2
12 22 11 1 8 €0 2298 40 RS TR BV s i 8 I -7 68 i
A0 i B 98 A LA A R A T 4 v D R e 1
PEFE BECU, B A 0 41 3 B 046 A - (migration
inhibitory factor, MIF)¥ ik Jlis 41 i ;= 4= I EVsif 3
JFF I Kupfferdfl i 4 WATGF-B, 5 B0 T A2 JF 40 f i
AR AN P o SRR S5 1 g i Yk 2 (i
B BT A R A P DR YR, Ay R e 4 i 1 JH
WER S T AR

9 FSMEERK

TSRS S AR K 4T, BRI d5 s 1Y)
L6 20 W A3 A Ak T3 FR R A, AR 8 B 58 A A0
(PR T o B AR L (1) A il i T LA DR Tl 5
2 ol 411 10 Sy i ) 17 15 AR R R 7 A0 VEGF (vascular
endothelial growth factor), /&3 1] LRI (1 4 B2
0 5 I A SR I K 40 A 4 e R,
Xl PR SHEVsS 5., P e,
358 40 PR I A8 454 EGFRVITIME Vs 1] LA 5 9 2
A H 2> W VEGF BT 2K VEGFRIE AL LA K B 5 (1)
WA I AR e A e BE ST 22 T R S5 4 g
(glioblastoma multiforme, GBM) & # 1 IfiL ¢ 1 73 5
FMEVsH H AI/EmRNA AT 1] LU BRI L8 7 A
KB ECIR S TR 28R 1R 1 7 W b T IR A8 4% 1
T GBM4H HURE TR T E Vs B W8 T J8 321 Y Rz 4 i s G
WA IR S A R A4 T PI3KY A5 50 B S I B
AR LA A SR IR AR A A PR (1) 5 Ji

e A 0 = B o A Y I A AR R
2NV HIF(S ‘535 ), e 20a ARSI 5. 12
%2 Y- R 95 B (Epstein-Barr vius, EBV)/E 4L J5
[1] &K J (nasopharyngeal carcinoma, NPC)4H ffd 1
R AT REVs A 3 IHIF-102 2% (1 37 BB .
EBV 1) 3= %)% 8 [1LMP1(PDZ and LIM domain 7)[#]
tetraspaning [1CD63 1] EVsH! (112 1% A ¢, il i $
e E JBE Y I 1 2 Rk B 4 i &R (Ilymphoblastoid cell
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