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Research progress on the role of exosomal miRNA

in the occurrence and development of tumors
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Abstract: Exosomes, the important cell-cell communication players, can carry a variety of signal molecules, such
as proteins, lipids, and nucleic acids, into the recipient cells, allowing these cells to produce different biochemical
reactions and regulate various life activities. In recent years, accumulating evidence has demonstrated that exosomal
miRNAs participate extensively in the occurrence and development of multiple diseases, including tumors. In this
review, we summarized the role of exosomal miRNAs in tumor angiogenesis, epithelial-mesenchymal transition,
immunoregulation, pre-metastatic niche, and drug resistance to better understand the effects of exosomal miRNAs
on the occurrence and development of tumors.
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—FhK: 2 22 nt FEGRAS RNA, J3Z #4046 T A4k
FHAREF, SEYAENSTERREES . £
TSR B, MEFR T miRNA R 35 J %35 B 1728
W5 G FRIFE I Z R A P AR
FW, M EF 2 b ) miRNA, Ak 3 44 £ 5 1)
miRNA 7EA [ 77 56 F R A B ir g fee . B
miRNA W] % £ 5 42 T Zh b p A, 538 3 A% il o
WA T B S miRINA Sk W 09 99 33 R A T
B8 B4 AR U P miRNA 76 PR, B4 R G g
i B A RGO ) IR R G U b
HEVEMH . ASCEBEREFRIMBA I miRNA 76
Jitvgea A e A FE I At el —

1 SNBEREMEmiIRNATZE TR FERES
1EH

MR R AE R R Z IR R T, MEARS
iR A < TR] e e 4 5 kR A 2 TR 3 AR AE B
= B4R B A5 B A L 2% o A R) B 1 AR EL R Al A,
I L 3 ) 5 S 4 L KT 7~ A L T 45 J2 A2 0L v A 4%
HHEIEEH. MBI miRNA 75 0 5 JE
IR ARAf (N AR RRAT AN . e dn . (]
FRR T4 ) Z 18 ) IEAE A B AR 4
B H AN AR YR PE miIRNA TE 87 32 78 AR 28 40 %
FA LA A B b 52 - T) B %44 (epithelial-mesenchymal
transition, EMT). 4% 1 5 M1 4% #2 B 004 55 vh (1)
TEM.

1.1 SN ARRMEmiIRNAZE FE IS4 R R R

ML A2 B A C A L R 2 A ORI 2B I 1) it
P, AU AE A B R B 0 3 0] AR I A AR
A R A I A ANASCA Jirh e 4 B (4 L A K Pl 7 R AR
JeF%ay, SR 1R 2 S A R th e 1,

EE W7 R IHHAE ST -1o (hypoxia-inducible
factor-1o, HIF-1a) f¥)i% 4,52 mTOR {375, 1 HIF-
Low S5 Mg 1) 0L 26 BB DIAR G . Sk BeAS 2 1,
i 98 240 P AE AR SRR AS T 2 A R I A8 AR L i), HITF-
Lou {5 5 180 I 2 JHJRe I A BAR 5 i A28 1 B S 2 il
43 P, Pakravan 25 " 3@ i3 8] 78 5 -4 f (mesenchymal
stem cells, MSC) >R 1 4 HA A b B ifn 57 P B AR KA
- (vascular endothelial growth factor, VEGF) /53 ik
FIFUIRE AN AR, AR B VEGF [RIAE T 3t
— B FL R IR AU ) miRNA-100 7] 4E F T4
f mTOR ) mRNA, i i i 75 mTOR/HIF-1a fifi 5k
% /> VEGF [, 1 #0 i) i e A ple A g AR o
Umezu % " BRI, B8 242 ) miRNA AT LUE

P V]
Rk .

i AR IS A NSRRI A B 48 L (human umbilical
vein endothelial cells, HUVECs), LARI%E A E miRNA
A48 . Bao 25 UV 5T R B, 65 FIA 38 401 g
O3 WA R AN AR S miR-23a T # HUVEC $HL,
M3 5% HUVEC W3E5E . T A E RS IR AL
HE— B ORI T AR A H miR-23a 3 i) R 52
FUARr LR (testis-specific gene antigen, TSGA10),
miR-23a 38 i 301 TSGA10 i i e i3k i 983 14 i 5 2
Ji, A miR-23a R RE K HT AL HTILE AL AL A
1.2 SR miRNAZE FEEMTH B9 (£ A

EMT & ¥8 B AWM b 4l & i 8B 22 A4
1738 Ak B 7 g 2 WA T () BT RE A M Y o R, kAR
EMT WA a2, 2 28 SO o i i 0 1 1 e
BRRHE S, EMT 5008 (4 & A4 & R D)k 56 1,
A ARGERR, b Jes R U A A0 A AR AT A b B A0 i kA
EMT, 30 3% ¥ & F (vimentin) F1 N- 45 % & A
(N-cadherin) frJ3R1E, B E- #5858 1 (E-cadherin)
T % B H: B 1 ZO-1 [y R ik, Blackwell 25 " o
FORIN, HRSFE B IR T 4 A Y A
PR DL B-catenin Al NF-xB/snail {5 5 3@ %, i
Mi%sS EMT 17724, (R EmEe.

8 F 9 bR D I E AH OC B2 4 41
(cancer-associated fibroblasts, CAF) 43 [ 4} WA 42 Ak
HFLIME AN, Donnarumma %5 " R I, HHEUAMIA
PRI IR AR AR BE F PRI R, B A R AR B
BN, AR S RE BT R
5 CAF 5 IE % 25 4E 240 P 55 Wb 1 40 W A A 1)
miRNA % 5, K I CAF 73 il 1) s 44 H miR-21,
miR-378e. miR-143 Fik W& B, #E— B Uiiish
WA T HE A 1) miRNA 75 5 FUIRE 41 i & 2 EMT.
Bhagirath 2 "R U B, AN P ) miR-1246 A
W5 EMT MG cdh2. vim Rl zebl #HZE5 4
MmN EMT B9k 4, FFiad Gy EpEur sk 1 bk
Y5 1% miR1246 w] #11] N- 25 25 85 A8 2 B3 1)
Fik,  BE A 50 g A A R 2 R RS
1.3 bR M miRNATE IR 2 2 BT P B91E R

EMRE KA K RIS RE T, R REMIERA
AN, iR 2 i 5 S R REATL AR 1) S 9 M RR B o)
AH I G958 I N R B o AE 1 22 B R I 4 T R 4t
Bkr. REBHR R, SM AT LS B b Je 240 i Sk
WAL, fRHE T ApRIE T, Hi) NK 4 g 1,
AT AR 3 J 88 P e S o a1 S 203508 v 4 i = A= 1 411
WMATTCAE S CD8™ T 4ifad T, i CD4™ T 41
HAFE A T 400 (regulatory T cells, Treg) Hh
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JHEGE, . AMNBRTRMEMIRNAZE R R AR R T B B 50 ik 553

BE 5 SR 2000 ) 3 I I A A A R T M SR T
& -1 (programmed death-ligand 1, PD-L1) ${i#] CD8"
T 20 M Zh B DAL EE R i A K U

IRAEE LT, 8 20 i ™= A= 1 Sl Ak mT 4 NK
1 H SR HOGE A0 NK 4ia ) Thie. WFFORBL, A
Y5 M miR-23a B 3@ 1 #5] NK 44 fig CD107a ()3
3 33 B AR NKC 20 it () 48 i 224 ) 5 32 % miR-23a
(1) [F) IS A i A B Ak AR TR B (transforming growth
factor-B, TGF-B) 15412 | NK 4f fg 1y, TGF-B jd it
980/0 NK 41 f 2% [ (1435 40 52 4 NKG2D #3532 k41
#1 NK 48 o i o g . TGF-B & 7] 3 1 5 5 MSC
2215 miR-494 i3 11y 52 W 7y 51 if & B2 (prostaglandin
E2, PGE2) 73 Wk, M1 400 il 5 Wk 4 Jf sk — 28 43 44,
S HEWEGH M M1 AR M2 B E 4 2k 3 B Ying
S PO HL, B bR 4 W A A R P miR-
222-3p A LL3E i # ) SOCS3 [ 2 ik 3K 0% JAK/
STAT 55 8, iS5 E VLM M2 B0 {h. Bt
AT, AU LR AN A miR-
940 (1) 4Mub A 31 iy AH 5C B R 4 (tumor-associated
macrophage, TAM) /1, it —2i% S TAM LN
M2 Y SR AH AR, 23 BR SE b R e 20 e 1 38 B AT T
B P, 2018 4, Liu % VB 58 oR, 18 40 i v]
AT AN AAKE miR-451 433k 3 i 8 4 M 20 4% T 40
WA, AAFIG miR-451 7% S T 454k Akt Bh
PE T 400 17 (T helper cell 17, Th17), F£EH] T miR-
451 f 3% Fh i 5 5 TSCI/AMPK/mTOR i# 12 F %
TAM 75 0] 38 i 4 W8 44 % miR-29a-3p Al miR-21-5p
R BT 40 M b 30 ) STAT3 (9383k, M 5 5P &
b R g G B A S ) Treg A1 Thi7 1) L4512 4,
fEREOP 1 R e Y,
1.4 JNBAETEMEmMIRNAZEEE BRI ESRD
ER

7% B A 55 (pre-metastatic niche) /& §8 il &
P o980 7 8 e i Ik s S5 P AT AR DR A FH T AH Y
AR E Ek R — B B AR, R B2 4 i S
o 200 B 1 2 o PR IS 5 L 5 A P PR A 85 B,
WAAAE S 2 (] 28 38 00 M 22 T LA 3 465 77 miRNA
SRS A R A B, ez an i P AT
N Ty it i N =1 1 R E R = AT U
B sz R AR e . 225,

JH- e 210 LA U 1) 1WA A4 Y5 14 miR-1247-3p W] LA
W EEE R R 25 A B-1,4- IR R I 10D (B-1,4-
galactosyltransferase-111, BAGALT3) % 5 s 4T 4 411 iy
AL R CAF, MM #0E B1/integrin/NF-xB 15 53 %

DA 3 - 20 B e % 5 [RIB, CAF m BLidad 43
W 442 -6 (interleukin-6, IL-6) F1 IL-8, i — 42
T I 4 F 40 M 2 . EMT . A 2540 v AN S0s v
JE IS0 LU A it A A AN TG i 2 7% 04 P S 5 L3 R Ak
WMAYEYE miR-1247-3p (3R k &, RIVE iR K
A MIE MR T miR-1247-3p F A 7KF- B i &
TC il 6 %% 1) B 3, itk — 25 AIE S A0 WA A R 1 miR-
1247-3p 5 HTE Il #545 9< Y. Cheng %5 P2 i 1f
FeEon, R4 T CAF 7] LLiEd SDF1a/CXCR4
T % TR A A R A A R AN B, O I JAKY
STAT3 {5 5 i % 4 7 R4 I 4735, oD R T
(R4 s CAF i S5 (1 ki g i vl U I STAT3/
PDLI 3 B4 T 48 f i G2 vl P, AN Jie 8 1)
RBILAEE R 8. Dai 28 BRI, 45 B
it 3 A ) AR AR R P miR-10b 3 i §1 1] PI3K/AKT/
mTOR 15 518 2%, {2 2 i 21 4 4 i TGF-B Al SM
o-actin [JRIE, SR 4EGMEEAE Ny CAF, it
SEE IR R . Liu 28 P HERR R, CAF s
miRNA ik~ v] 5 e i 8 R 5%, 2 328 g &
) 25 5 AN A A

MSC & — 2K Ret% 3 T B I3F 70 N R 40 A
B 4R FN i 7 4 M ) 22 B4R M, o R A B
HH IR EE LA G 5 AN UAARE F S 1) MSC X b
Jo EMT. (L5 A2 B $0i] Sl I 055 5 T 3506 S
A A 0 B BT A B8 BY. MeBride 25 B
FLRW, MSC SRIR ) F s iT #5757 miRNA #4722
PR 4 J Wnt3a &2 4T 440 L, R 3F if AR RR
T BT Y G M () 3G B . B i TR) 78 5 T 40 B (bone
marrow mesenchymal stem cells, BM-MSC) 35 1 4}
WA TTVE 9K B miRNA % 4 2 b8 40 g
(R 3E bR 40 M /T PR S P B A . M 25 BT g
X miR-221 ) BM-MSC J§ M [1) 40 3 1 % G 1) B J
A, &I miR-221 7] DL i #0%] PTEN 1 p27
RIR AL B A (3458, B BLAN A i
P IA AN AR YR 1 miR-221 5 B e 4 i 1) T A
1228 H 5%, Hashimoto 25 "V K B, i85 Wb 19 4
W& miR-940 W] B 25 7] 45 & MSC () arhgapl
fam134a B[R, 6] E )RS, N T - MSC
I PR A LA A, 8 IR 1 BB i R A B
FREE,

SRS TE iR 200 B B TR R 53 () A i v
FHRBEMER . EARERMET, M@ isE 2
(1) 5 miR-23a [ 7h Ak, Ik B 4 i = B
¥, B (prolyl hydroxylase)l 1 2 & Py f7 41 ffg A HIF-
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lo FX BN, DMEHEmE LR ; FK, SMBARIER
P£ miR-23a ji i $0 1) K 2 & # 8 1 ZO-1, fH il
I RN, TR T R 0 M s B A8 B
JIE 197 PRI 98 43 4 T 40 WA 44 Y B % miR-25-3p 1 miR-
92a-3p, ‘AT 5 B MG Y TLR7/8 5% 4k 45
A0S NF-xB 5 5l %, el B W40 g 43 W 1L-6,
T AR 3E i A PR R A B B BB R4 28 Y,
Parimon %5 " j11#, syndecan-1 7] LU ik 24025 4h ik
PR 2 2 miRNA (1) Fh 2 5 i b i 2o i 8
8%, syndecan-1 ft 2K [ fili e 41 B 25 1) A1 WA A 5
¥ syndecan-1 [ i 20 f o WA (R MM AR TG, A 91
Pl miRNA K IA. 43 Fh miRNA &R &, i PR
TR BN LA BOR e, SR A R g 1 AR A
Ao SR M B I AT AR ) SN IAA R LS SR
B8 238 J5 40 it 2k 1 3k ot AN R 4 i R A S A
DKKI1, SECEHN RS gRRA, HiBdE SR
AR excll2. kitl igfl 25 1FH i ML T g () FE 4]
FIE N PRACERER IR & LR 7T, B B R
G A T A IS R A 8 B

2 SRR EmIRNATE FE TR 25 5 B9 1E

iR 4 = A T 24 2 5 B0 VR T AR AN AR
(P E R, = AR 2 @ A RO AL 2 P 2 R
AN A AE IR A )38 5 . AR BRI RS S5 5 T
BAEBER, 16840 M i 245 F W 52 it 25 20 o
XEAGTT 25 U BN R S AN T ZARAE
B SR, AN ARYEYE miIRNA 7Rt B
S 9 5 2 o R i 245 P ek R R R B EE AR

A I e 0 B 2k AT 250k K A% E A
WA miRNA 25838 7 4 bR B, i Zikk 5 9F
i 245 4k S e 2% E B A AR H miRNA (1) R I8 (71
255, T AN M Y miRNA 5 i e 40 B 6 G4 )
MR 25 1 25 PR o . 78 FA IR S e 40 AR (A it 24
AR R I, AMAA N miR-146a-5p KI5 B IF W
B, I b 24 4 i Ak 5 R 24 40 B Ak A
A& N miR-146a-5p 1] K 15 & & BLTE i} 25 #k 1 miR-
146a-5p [ 3R 15 | BEAK s M — P W 9L B, miR-
146a-5p 1 LLid ik B0 ] $1 1) Atg12 3R 18 SR ] 5
W55, DT 8 T it i 245 Ak ol I e gt B4, kb
Wu 25 BRI, AR IR I miR-96 AT DL 1T 42 )
0] it 92 £ Jf vP f) Lno7 2835, AT 48 o il e 400 i
SXof MGUE PO TR 245 1 , (i S804 B ) B BRI B8 o Wed 25 1€
BT, B i 245 R s ) A I AR YR P miR-222-
3p AJ DAL H AU AR K T 1 caveolin Al lipid-raft 25

MM, WG miR-222-3p A LUl R i SOCS3
() 215 SR I0E TAK2/STAT3 E %, A 17 14 5 AU 4
P 35 PR A P

PTEN/PI3K/AKT {55 5 i % 7E i 7 41 ffd 3% 5 |
JHT:. EMT A& A S B A HEEM. A
W58 % I PTEN [ 3t 23 v] DU 0 JH-Je 240 e o 44097
2P EIBURE, Fu 5 Y @ b E e 44 BT 4L
2R 28 {51 9 55 4 41 T miR-32-5p J2 PTEN ) % ik
BRI, EFEALRRE A . BT
78, miR-32-5p a4 PTEN [ 1A R PI3K/
AKT 558, FSHEMBE Az kE, 3+
BSAIE T miR-32-5p 8 i A A 7% 21 52 R A i
FEAER . A, EFFRY], miR-155-5p tn]@ it
I PTEN ()31 K IM0E PI3K/AKT {5 5@ %, LA
et FH A e s 5. TR AR 28, R, miR-
155-5p W] il i 1 ] Bax Il Caspase-9 3 i& [ & it
Bel-2 ik RBHAS A IE T (1 & 4= . Fornari 25
B KRB, miR-221 7] DL i #1 i) Caspase-3 >k 1 il
PHT B A A, DT 75 JH e 20 i xed 2R B 3R JE i i
2yt

PTEN/PI3K/AKT {5 53 % 71 5 ¥ 4 M fiif 24
WREEEEMEH . @i M2 2 5 5540 A 55
[ A0 W AR YR PE miR-21 5 B Je 40 g L ks %, K
miR-21 1] DL 7% 21| 15 9 40 M, 38 5 i 75 PTEN/
PISK/AKT {5 5 18 2% 14 58 15 e 200 JR Xop ML Py i 24 1
FHiEak R Bel-2 f3RIA KRR B s 40 i e T
W73 SR T B Wang 25 PR B, IR
fiif 245 1) B e A M miR-214 FIA =0, @it LA
WA ARG miR-214 HUAR ke Ge 2 5 Jm i 24 20 f bk
o, R IILAT DA R e A T R 1 SR
BRI R, R SRS BE N 24 1 B g 40 i miR-
155-5p HFRIEIKFH 00, 3k — i 78 K I miR-155-
S5p Al AR AR 3 B SAS BE BUR A vk b,
B3] gata3 F p53inpl (3R AE UK EMT
JCRIZEEM A5 R A2, 1% vl Bl B e iR T i R R
2 B 24 FEORE FE 324 7 B i skemes B2,

Patel 25 PV IF e R 0, IR R e 41 o o P At
(RO 24 5 A MRS miR-155 45 06, @it FH Ak
PR miR-155 A HJik B9 41 ffl & B, CAT Al SOD2
Fik B, 1 DCK Fi& T ; CAT #1 SOD2 W] j
— 51 ROS 7KF [ FEAR, AT 75 -5 Ath Jie Ji e
M R 25 5 R BRb 3-UTR £ 41K DCK J5i ki
LA TR IS 0 MR B R,k I Rk 1) DCK Rf
DA Jir e 8 290 Jt T =5 76 At A g o 1T R 4 i
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S A4 D3 3 miR-365 A F% 3] gt i Jee 4 i
H DI R s 200 %o 5 7 s f e 24 0 BY. 3k
1K) miR-155 wJ DLE— A2 33k Jit g 40 i A Wb 4 1) 7
Wh i e AN AR R miR-155 ()& &, [FEF, miR-155
AL 3@ ] pS3 (IHEIEIR tp53inp] (1) 3875 14 5 i
Ji e 4 O L TR A B

3 OES5RE

SRR A 5 B AR AR 25 5%
Tt 295 1) K A2 R JE, miRNA {F Ry 4 s A A0 22 1 =
SRR, R A AT S R R
KR, ShR T R SR E v, ATk
I miRNA G 38 B, A 2L A8 iR AR L A
EMT. Gueiki®. HBATMMAEILR. W, 26
ST E AR . T AN N ) miIRNA
(P B B W AR R B B AR R e AR T R
AR, AR EAESOR IS T2 TS HIWT L
TR HE R S 5 T BAT TR A5

I B 7E A A5 1 miRNA S0 iR A 26 K
(K377 HL | U RORRERE, B AE L8 )
AR — IR R () IR A7 Jm S s A P 1k
miRNA & BRG] R A, HEAY SRR
1 AT AR I AR WARIE o (2) MR miRNA X5
TR A IR T, AN AR
BREESY, EH AT T8 R
PR B — (5 B BN I — (5 S IE B AR, X AR
P 2 R miRNAL 3 H S5 A& 75 47 75 A] B2,
SRR A miRNA fEH T8 S E 2 h a5l B2
I 2 T (A LS R P R A PR ARIE . 40 miR-
23a X} TSGA10. ZO-1. CD107a ¥ EHIHIEH, H
ZMEHZGEFESERNZ S, 2HERNES
W BT 2R A O — B (S S R B Fr A SR AN
o Q) MUEAFPRE T AR A h & 2 K
AR, AR 1 A R O e S o A
LKA HLEMT A sk — PR R . (4) SNk
miRNA 7E 83 12 W o 1R 57t S U 5 DA 1)
iR b S POAR LA T2 5 M AL # . Bhagirath % 1
WEFEAESE, AR M miR-1246 7] 1F 912 28 PE T
FIRRFE I bR EN),  (H RS Ak R U 45
RIS B S PR R A 25, AL ER, HAN
J7 R A T T I PR RN i AN 2 . (5) 4Rl
BIFFE R I 53 AU R U5 miRNA W] 455 3 i 8 2 i
R AT 245 BN L 24 P e JRE 24 T 245 ) 11 SRR
P, AEL G ] SR 10 0 495 7 AT RT3 1 24 1 miRNA

RIS A 73 S48 5 TR P T BB AP Y 0 1A
P miRNA 733 389 Jin 33k 11 4 Bhie J7 05 R 56 4 2
Rl BLEJ5 S 7 RN T -
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