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Research progress on the role of tumor-derived exosomes in inducing tumor-
associated fibroblast formation
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TG, HonT 5 X S g f gk 4T (5 B AR 18 ) i AL
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B FH 49K SR PR B2 0 B vk B BCA 2R [ 58 26
SR E VE R A R S 3 [A1-101. CD9. CD63
CD81.HSP70 1 ig 75 45 1iF 25 [ flotillin %5 2K % 5€ 4
WA

2 FREFHEMARGE{L ) CAF BURFZR IR

H T 158 AT R 16 4T 4 20 i 3= SR8 T
KK — R T AT 4E 40 i &, 18] 2 N\ i B 2T 4
41 1 7 AG02262. AG02262 Fl MRC5, N\ 3% 7 B 41 4
4f s % HDFn 1 NHDF , A\ Hij 51) Jl (5] J53 i 2 4 20 i 3
WPMY-1 Fl/N SRR RG B AT 2 4 i /2 NIH/3T3 565 53—
78 MR AR ZH 2 A 8 s 21 4 248 i, 51 4 N i
AT 2 41 B R 51 % 160 J5R 4B 1 = P 4 AR R RS b
FREF AN S . (EATE R, AT 4 40 i I JE K
A A, TE B FRAE AR 2 A 2 0B T R 2 FL R
I, TEAE A JFAR G A I 2 55 TR AR AR B 41 i L 38 Y 38
TARZ ARG AT L Ak, BAR AT 4R A
MU A CAF (IR B A M ME , (H i T CAF R o-F
1 WLLEh & [ (alpha-smooth muscle actin, 0-SMA ) %5
REAE 14 2 1, T e e e I AR AR M B B SRR R X 43
wj%m—mo

WIET T i& , #F 78 TDE % 5 i 21 4 41 i 5% 48
CAF [ H BIR T 2 — J2 W %% Bl 4T 4 41 g 2 75 F X
TDE. *FJ-1%n) @ , 38 % F| A PKH26 8¢ CFSE #rid 4k
WA SR 5 bR i B AR UAMA 5 R AT A A S 35 5%,
Ji ) P 9 2 A A 4 i ) 7 A5 S, Bl R
G P88 ¢ 70 WL 2 200 P 75 T 00 R ) BT Il 4T 4 44 i 2
754 RN 5 B AN A AR, — EL il 2T 24 4 A 5% B A1 94
)G K T BEFE AR N CAF, AR H E TS EXEDLIX
) AR AT 38 A CAF FRHIE 85 1, B35 a-SMA L i
2 4k 48 M 7% 1k 28 A (fibroblast activation protein,
FAP) CEAMES A E A AIEREOMALN SRR
B0 ) R -2 45 R E AT X 429, JE H, CAF 1Y
T AR 28 UL K oy Wk AR DR T 1) 6 0 35 I 25 42
155 X LE 4 it R 7 A 45 4 28 5E PR F IL- 1o, IL-6. IL-8
IR R BB R T -a (TNF-a0) 2 ML A2 B A 7 VEGE
HGF 1 FGF2, PA J 4 K Fl -+ G-CSF.GM-CSF . EGF
1 Pro-MMP Z67

3 TDEiES CAF & i av#Hl

3.1 shustRIE & % F CAF £ %

7E TME W, i 988 40 B ] 38 3 %% 4k 2B KR - B
(TGF-B)/SMAD i 175 5 CAF [ 4E il , H L ARHL
J2 988 40 D 43 96 7 B8 TGF-B 5 s £F 45 41 B 1)
TGF-B T Z4AN T B 24k 254, (R AE R iE Y SMAD2 il
SMAD3 A, , Jf it — 2 5 SMAD4 L 2 &4, %

S EVFH A SEHMMAZ A @ Fio-SMA 1
e 53 33 1 AR A R A 4 4 B % % CAF. WEBBER
TR 5T R I, TDE JR 45 37 TGF-B, AN [F] 2 Ab 12 T
TGF-B A I 851 & 5 /M PR B 1) TGF-B T
AR B = TR, 2 AN IR AR S R AT 4 AT R A )
TGF-p 1117 52 44 7] %4 TGF- B 1% i% %5 B 2T 4 41 il 1)
TGF-B T B4R T B 5244, DT S0 B 2F 24 48 M Vi 1
SMAD . M IR0 785 AR H, TGF-B LT
it LA AN 1) B IR SR T A RE R AEAE L AE A BE A
O 5 SN AR AR B, T B TGF-B (1) 5E 7, H
£ [ HiF K A Triton X-100 Ak 5% b &8 41 J Sk Y5 2
A, i B B 1 KR A% PR LI P B ) DhRe
R TG vk a8 i 18k Jig X4y ) 5 10 Triton X-100 7] fif 2R b
WA (R I L5y T 2 S 44, a3k i W Bh A 1 I KR N b
WRN, JEE RN E . ShAh, AT & AR K
BRI N AN AA S A A PR 385 75 ¥ TGF-B I A sk
b, BRI 5 S CAF AR B, Ut B TGF-B AR 47 T-4b
AR TR AL b 5 T R BN N A (A 8§ KCOFA Triton X-100
J& o 46K 2 KNI P 455 7 1) TGE-B 4 i, BLAM i
EABEFS T CAF HIAE B, 3R B TGF-P & A T 4 b4
MR AR PN o b O PR TR 70 45 SRR B, A0 b R mT i i
TGF-B/SMAD i@ # 175 5 il £F 4k 41 iy % 48 N CAF, {2
AN [ 25 84 1) TDE Bt #5 77 TGF-B 181 36 A2 7] e A A
ZNGE

K T 2 8511 TGF-B/SMAD il 4% DL Ak, ok ik %2
{14008 2% T 2R T A R B, 491 A, T R EEL R SRR M
AT 5] S R AT 4E 40 i TNF-o 28 A R R Ik, 5 & 3 —
 E i IA 7 -xB (nuclear factor-xB, NF-kB) [ %14 ,
M 2 5 CAF f 4 % ZHAO S5V R B, 0 3
YT B SR 5 40 i A T A 3 S T 4 400 P 4 B 4 1R 5 AR
P 1/2 (ERK1/2) Ex ALY , FF- I I 5 41 f 5% b
43 -¥--1 (vascular cell adhesion molecule-1, VCAM-1)
232, T ERK 1/2/VCAM- LBER R AT BE 5 CAF
FFH 26 s SUNG Z5d ik = BA 14 #L iR MBA-MB-231
2 i ik K 1A B 5 2K B4 (integrin beta 4, ITGB4) , i 1
4 B Sk R A1 A A 45 Al 1R R I8 1 ITGB4, J5 # 1] &
BNIP3L < i (1) H 1 8 42 {2 i3 CAF 892 i ; YEUNG
SEPVRIII TS SR, BT 5 e SRR S M A A T 1 B
M H 18 K 7 Ras # 5k = W R < 1 I -35 (Rab35)
35 AR AT 4E 20 i MMIP 1 AT MIMIP3 ) 32632 S 4%
F a-SMA [ %% 5%, 17 — HL i B i 8 41 i+ Rab35 2
o FL 00 WA TR AN U AR UL AS B 175 5 1 2T 4 40 0 Ak
CAF, i ] Rab35/MMP1/MMP3 7 1] ¢ f&: — 4% #H %
IS 5 iR
3.2 SMiAA miRNA T35 F CAF 4 &,

miRNA J& T/ T e % RNA, H 3 E g2
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FIHIAE /8 RNA %% %" TDE #%77 K & miRNA , iX
$6 miRNA 2= 5 JM83 41 B 1) G2 1 428 L i 24 J e 7% 25
TEFREY, 24 NI A AT A B 5 BT R
TR A miRNA ] 5200 5 3 1 25 R 4 53¢, g i 2
oA h CAFS, 451 1, WHE 380 2% 2 4 BH 2 L R e
MCF-7 4H g F = BH 4 7L B9 MBA-MB-231 41 il K5
I A AT ) miR-146a 7] 2 [m] 01 B 2T 24 240 Jf v 1)
fit 484 55 [ B.4E & 1 (thioredoxin-interacting protein,
TXNIP) () 2 K 3% 5%, 9 33 — 25 3% A6 T Ui (1) Wnt/B-
catenin I8 #% , M T {2 15 5 £ 4 41 i 5% 1k CAF™;
FANG S5 57 52 30 5 JFF 9 200 i Sk R A il Ak 485 s 1)
miR-1247-3p i 8 BT 4520 B-1,4- 1 FLBE 7%
B 111, 33k — 2 0% 1 3% B9 ITGBB1/NF-«B 15 5 i@ %
T 2 A 5 2 44 241 i %% 1k 9 CAF. b4, MAIDA
SRV LRI, T B N L A SR R A AR i
miR-141-3p Il miR-200b-3p, 243X L& 4h kA4 7 5 N
I 5 T 24 A B £ S, B HE K B 1) miR-141-3p A
miR-200b-3p ] i 3 [ B I ] 1) 4 5, AT A
B R AT 4RGN B 5 A5 8 CAF . 33— 25 K F miRNA
JoR R Sy AT i BT T P 4 RN L 23 1) i
miRNA /KT, 45 R IZ) 23% B miRNA (L AFAE T4+
AR T R ARAE T 75 P e 40, %I R
TDE Fi 4% 77 i) miRNA F 25 5 [ 40 i 15 £ 4% 717 1)
miRNA ANJRAHF .

4 CAF ¥t TME 89{8i#1ER

TEARANIASE R, CAF i i 43 WA 5% Fh 41 A IR 11
F T[R40 e, 0455 i 980 40 B 41 4 40 B A0 Py 17 400
M55, FOR A RN (R 3k R R AR o 3 T, 45 B e
SW480 2 fifg e it A1 il A4 W i 3 CAF A2 1, 1M Ji5 7 X
AT IR TME H 48 i 4156 53 i 70, AT A i3k SW480
S i 1) R 1 s GTUSTI A5 (R F 4 SRR B, N TR
[ £ CABA 1 /1 SKOV3 i it SR 5 AN b A (2 45 N
JoR AT 44 4 ff 4% A5 A CAF, CAF X ] 2 5 CABA T
SKOV3 4 i (13 #% A= 28 68 71 s FANG S5 3, =1
B I TR 40 Sl L 43 WA B miR-1247-3p 1) Ah i
PR AT B 4T 4 41 i 4% 72 Sl CAF, 1] CAF B 1) IL-6
A TL-8 2 i i3k JFFJes 40 Hi i A b R 1] st 3 4k, 42 &
i3 4 AT 25 i 2 1 . Bk A, CAF M R A
Rk A AR IR o B, A5 A 9 7 R SO0 i e 4
SR AN AR 1 BT CAF (3R 52 AR B 8 A % R BRI
it 2 (Janus kinase 2, JAK2)/STAT3 i % , i] {{£ it TME
P PR BRI A A B s WEBBER 250V R i I 8 A2 il 52 56
WESZ, 2 TDEAEH & , TME A f) I 85 K B A B JE 45)
FIIN A 1H , GIUSTI 2557 H 51 $9% CABA 141
iR AN A A 5 5 2B K CAF 5N i ik P9 B2 41 g

L8R FE 3 4RI A 926 S CAF Al 4 = A
IS 5 Pk DAY 5 4 M 8 B RO S

TEAR RS R, CAF R AE B A 12 98 1 H
il 4, TPS3 J PR il 2k 1 445 W e 200 L &1 s A ] 12 34 /)
R M N CAF BI85, 1M Ja 3 ml it — 2B /b IR
() R e 1119 FANG 26 H CAF 2k 85 2 B 95
BERS PR T 96 20 PR, T 0K 6 BT 40 IR AR B R
F 57 S b R LR A B & R O B L e 4 AR
EL , 28 CAF T4k 2R (1) FF-J8 40 A 3 52 R Blosd s 77 82 3%
W58, IF HSE 5 R A it 7% : DORSAM %55 CAF
FIEE 77 4 bk TR 240 i — B2 H b 32 NOD 928 BB /) Bl
Fe R, I R Rk R B AT A bk BB SR R A ik
A, 20955 BRAS, 2 UIE 92 3R /N B P RGIRE A A A A=
DRSS ON N E S A

5 4 15

H A (951 95 ©F 52, TDE 7] 5 5 i 21 4 24 i 4y
1A CAF , 1ZAF FH ATk — 2D (i a3 g 1) A R gt e
SR E AT AT A — L i ARy AR R 1) I R A9 G0 AR i 2 T
Fr &) a-SMA I FAP 1318 22 7, v ¥ CAF 4 73 N
AN TR 3728, 3% 28 3Y 7Y () CAF T REAS A [A) HE 2 %
SRAHIR , R SR 43 7 AR P 2 R AR 15 B2 4
(1) 75 KT CAF (130 BY 53 AT IR N2 98 A o0 A, ¥4 B
T AT CAF B FEAEFIN IR BR T CAF H & LA
Ab, PRI CAF 5 TME H Al 20 ffd (1) 5% R 75 2 AR R A 52
()77 18] 22—, il 4 CAF A 521 TME Py 4 32 41 g (£
5 B A0 T B %R T 40 i A 98 4 R B3 15 4k
T 40 46 B4 T8, 10 T 40 B i AR 5 5 LX)
I8 PSR 1D 5 VR ) R B 2 N SRR OG5 Bk Ab
CAF & FL A 55 W20 i /1 56 5 R4, L &8 SR Bk
G 28 ST B IR I 5 0k e S8 200 L 4D ) T A2 28 R Ak A
RIEINRL, U B CAF 1T B8 £ 5 1 [ G0 58 16 97 1T
s, Rz BE A 6 CAF 1 FH HLAI AT TME P 48 i
) AH FLAE RN E, o T TME B §E [l ya I7
G TT P ALHT I LB A 7 1)
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