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Relationship between exosomes and the tumour microenvironment and the impact

of their delivery of non — coding RNAs on breast cancer

Tk, mo &Y FOA",
ﬁ% ;\%13,2, i‘b]iﬁa'f

(L HRIPBEZRY 0 2550t ;b SH—IGRE
2 H 220 73000052, HRE h s
FHAA T T SR E, HR 220 73000053, PEdL
ROBER 2 B2, HON 224 730000)

MA Xue - 1i'*, WANG Jun - liang"*,
SUN Juan -xia', WANG Jing —rui'*,
TAO Rui', YU Chun",

HAN Tao'"?, LAN Yong — mei’

(1. a College of Pharmacy; b. The
First School of Clinical Medicine , Gansu
University of Chinese Medicine , Lanzhou
730000, Gansu Province , China; 2. Key

Laboratory  of  Pharmacology  and
Toxicology — of  Traditional ~ Chinese
Medicine of Gansu Province, Lanzhou
730000, Gansu  Province, China;
3. Medical College, Northwest Minzu
University, Lanzhou 730000, Gansu

Province ,China)

ESHWB:EEXAAB LGSR HA
(82160853) ; 7l 41 1 A BHE 38 4
% oWy W H  ( 21JRIRA264,
23JRRA725)
PEERIAN : B2 (1998 - ) 4o WL WFge A, &
SENT rp 24 1 52 07 i R 19 FH A A 5%
Ene
BISVEE W5, P RS
MP 13919446101
E — mail ; zggsht@ 126. com

FEEE - U R A e S A A 1 A i AR G o AN A Ry — Tl
RUME BB IR TR, o AR 4AS RNA 2 5 3L A i i g 78 10 #8 1R 28, b
T RF G LT AE A A6 B, A A SRR B R A B A S A . AR SRR T AN
SR A 06 2R M i R AR S s RNA X 0 B8 AV FH A R A I A 1 1o
LI L B 1) 2 R S VR ST R AT Fr) S B A SR s

FREEIF : SPIAA s IR TIP3 5 LIRS s S5y RNA KBRS 5 RNA; FRAR RNA
DOI: 10. 13699/j. cnki. 1001 —6821. 2025. 02. 026

hE S ZESRI7 XHRARERS: A

NEHS 1001 -6821(2025)02 —0279 - 05

Abstract; The development of breast cancer is closely related to the
information transfer in its microenvironment. As a novel information
communication tool, exosomes present non — coding RNAs that are
involved in breast cancer cell proliferation, migration , invasion , tumour —
associated fibroblasts ogenesis, cell cycle, degradation of oncogenes, etc.
This paper reviews the relationship between exosomes and the tumour
microenvironment and the role of their presenting non — coding RNAs on
breast cancer as well as their clinical applications in order to provide new
ideas for biological research and therapeutic strategies.

Key words; exosomes ; tumour microenvironment; breast cancer; micro

RNA ;long non — coding RNA ; circular RNA

HNIMA (exosome , Exo ) & — 25 2 i A1 3% I ( extracellular vesicles,
EVs) , A LLzHi & Fr 5 (RNA fr Be .DNA J B g i il 0 2 1 o
) FIEFRANE A, LB a5 Bl . BRI, Exo
S i RNA Z: 55 40 o2 | I8 A B SRE SR BE | 40 i 1 5 A 7%
SEAE PSSl I RNA (microRNA, miRNA ) 1 55 9 20 i 04 T, 410 )
MBI, 0 50 B OS54 500 0
K554 4 #5 RNA (long non — coding RNA, IncRNA ) &J # Ja] F 2
miRNA , WIS 20 L (9 34 3 RS AR RNA (cireular RNA,
circRNA ) % miRNA FLAT ¥ 45 W B T, £ b 98 R B ( tumor micro-
environment, TME ) i} B $: 2 5 I 40 M0 1) 185 58 5 4% AR 245 1Y
P o LR TR L A A TR L Exo £ FLARIRE 1 2 2R R
7% LR M 25V 55 2 A Jr T R 5 AR . A SCERIE Exo 2
i# miRNA (IncRA [circRNA T 4% 5 [8] 42 %] L, Ji 965 200 it 1) 14 5 L 1 7%
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2% M 25 AR, LA R ZUIR I8 /69T L T B & iz
W 8 0 8L
1 Exo kiR

Exo J2A0 8 15 A% RNA FIEE H 5 1)/ Mg, H 3=
SRR T A L PN S I IAVORE N B T B 2 B 14, &2
25 3 R S 0 40 J I 5 i R A B AP R B
Exo AP A B S DIRE AL ot 18 K 7 TR &
iE A R A R RCE AR R AR T R G B 2 A
QUEZ R EFIIRET . Exo 7E TME H (9 41 M fi5 B2
TR BOCE SR .

WFFERM], LT Br A 40 i 0 Al L3 i Exos, 73 W
PR B 2 A TR B T B A /MR A
16 P [T R AR A R R DA /N S0, LB 2 3 240 i 3
LA AR W 5, 5 740 DA /DN ) 0 L A
I IMA ST B RRIAR Y B B B E B 3, — i
BN MEEIIE S P A T —MER S RN
VANENIE Ol SR e g G IR AN Z Nt S LY 5519 10
B XL M, XMW N2 R
( multivesicular bodies, MVB) ,MVB V5 & [ J5i HLiE 9%
o7 B AN RS T, 5 A0 B RS R R TR ) 22 N A
/INBLFR g Exos™
2 Exo 5 TME

TME -5 9 40 0 3 58 | 04 A A8 390 ) 200 i 07 T A
SoE RGN LA K it 2 vk RIS L A
L5 A ML L 7 92 20 e 2 ] 4 AH BLE TR 5 TME 20
B, SR AN I 2 Sy e B A TME i
AT LA R S A e ik i o BIFFE 2 B 95 2R B0 e
I8 FH OC % 4T 4 40 M ( cancer associated fibroblasts,
CAFs) 4 M1 J5ii i G 25 B B ME LR Z 4K (G protein
coupled estrogen receptor, GPER ) §Efl% It 2% TME A )
A ARG , = BIVEFLRE A M o Y =R - 2 2R -
e RS 1Z & 2 (alanine — serine — cysteine transporter
2,ASCT2 ) He iz (35 vh B4 2 e e 22 A S P, JBicis 4
JHLP A2 B A K TR 400 i A 8 SRR A TN B S A
- (epidermal growth factor receptor/ extracellular regulated
protein kinases/c —jun N — terminal kinase , EGFR/ERK/
¢ = Jun) {5 538 B, TS B B 40 R P PSR T -
B A 1 ( programmed cell eath 1 ligand 1,PD - L1) f3%
ik, BEMTSZ R 2 T 40 i 20 (Jurkat T 20 2)
o = A PL IR 1 S A5 o Exo 7E i 40 i
TME 2 [f) 2 25 3 jin 38 HA PR sl 3o 5 2
fith RNA 520 L B 98 40 B A B e Al = P9 R,
Exo il it % TME i BG40 A, fig 0F M1 #8444
Mo Ay M2 R g, R0 A A )

AT, Exo AT LA T R — [A] 5857 (epithelial —
mesenchymal transition, EMT) %54k, , 4111l g AH 56 E W
2 AL , 2 AT AR A0 M P R R R 2
3 Exo i#23F40 RNA I ZLAREAI 200

Exo {ER—F0 S iz 234K, n] LK I & 1 i g 40
I F 8 PN 2 B B BB 5 A A 2 2 £ e 4
Jf 0l 3R G 8 WAL, B 5 ML RORI G A5 e A,
Exo i 5 B3RS i RNA 403 525 41 i4F g 40 i 1) 5% #2
FIRZE " SR 2T 2 AN ) S RE TR R A R it 25
PR X J LR 7 SR A SR o
3.1 Exoj#%Z2 miRNA i 3L AR5E A %00

WF5EIE W], miRNA "] LUAE Jy o9 A 75 90, 4
miRNA TR A e S BB A7 7E , 18 7T DL 4 75 1 3
TR BNAS KB , WU 5 U AR 25 12
tr miRNA F) 57 223K 5 5 IR AE B DIAH O, BIF 98 & 30,
FEAET LI Exo W) miR - 575 TEMERER 214 (estro-
gen receptor, ER ) B ) L B9 £ & w235 &5 (ER FH
PEZH A 0 2 35 By 1. 834, X B 21 AR X 2% 3k B R
1.003) , R 4ha A 0 A S8 S5 A TS 245175 D0 K 20 W 4R
PULH AU, IEPTAL LTS Exo miR - 575 FHXf#ikK
ST 4 e T RO (AR AR IR IKF-y 2. 097, B
AR X ZRIB KR 1. 168) , i H5 Kaplan — Meier ff
£, Exo miR - 575 (35 AL it eI (8] 2y 36 S,
TARERIEM 51 AN, UL BRI Exo miR - 575
TR R TURE ER B 8 2 At 5
IFHIBIN MR T BUE AN RPN S BT £R 5 AT LA
I Exo miR — 211 T8 P 23 WA T 24 o AT 2% I 2%
Y MLTE Y 28K (JHZG ARk i 1.37 £ 1. 46,
MZjEFREE R -1.00 £0.32) , 5 = B G LA -
3 — 3 B P ) 3% A ( phosphatase and tensin  homolog
deleted on chromosome ten, PTEN) [ 33k ( 25 Ri1$5 15
EH7.90 3,91, 25 £k 16.08 £ 1.47) . 1
PAPEREARIE LA 3 — M/ 35 U B ( phosphstidyli-
nositol 3 — kinase/protein kinase B, PI3K/Akt) {5 5 il
B, R TITA h 98 A0 L A AR 2R R RS NG R R L
F g A o s 25T

FURIER e H DL I AL e R o B 2 Il i AR, L
PRI AR ) Exo miR — 21 .miR - 184 3Rk
FLIRIE B S B S IR A O . WFSE A B, FL R A
Exo miR —21 .miR — 184 #XF F R KFE(2.02 £1. 17,
1.17+0.03) ¥ 5 2% 55 T B2 # 41 (0.31 + 0.05.
0.04 £0.02) FIXIFEZH (0. 30 0. 04 .0.04 £0.01) , &
R 4 Exo miR - 21, miR — 184 #{ %} % ik /K F
(3.04+£0.52,1.69 0.3 ¥ g F &H T HEBAH
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(1.17 £0.41.0. 74 +0.22) , 3 15t B FL 400 A6 000 o 7L
TG BB — SR BIAE" . FLIR I N 7
BEWNIRIT RO, miR — 1996 15 3| I8 I i 7% 28
FHI MG TR miR - 199 7EFLRRE IR 10 %
PRI T LR IV A Y 235 7K - (log, FC = 1. 20 >
0,FC FRFL IR NN 78 miR - 199b ik K-F/ LR
IV miR - 1996 KKV , fEFL IR B e B i &
IR T LR IV I ) 263K 7K - (log, FC = ~0. 57
<0,FC FonFUIRIE B 5 miR - 1990 KK/ FL
JiEE VI miR — 1996 kKK ) , FEFLIE IV B i 3%
BKPET T ~ MR IKKF (log, FC =0. 48 >0,
FC 278 ZL e IV 3 miR - 1996 3% 1k 7K P/ 3L it J
[ ~ MPAmiR - 1990 FIKAKN) , H L miR - 199b 5
FLHRIR e B 52 0 AH G, 5 B e 2 A g 2 1 6 oG,
LRI 2N 3 D R mi R — 1996 REAE 1 # 28 — Ji o 4
LR WA, 532 i G 240 i 4 T ) 7 SR ) B i AR Rk
T 532 M o1 228 — JGG S5 240 % — 4255 5 ) Jo ) B,
P M2 SV I R BE e I FLARAE — e Rs ™ o
TME ({20352 %% , CAFs ;& TME b i) 55 22 0L Jit 41
fiz—" RS (Lt TME i 4 I ME IR T 1, 2
5 EMT Fefb, 30 0175 S OB 10 R R B 3L
JidiE Exo miR —222 —3p e NET 4E4R M b 3255, Al
L HES ] 1 i T S50 8 1 RO Bt 40 8 L ¥ 1B (eyelin -
depedent kinase inhibitor 1B, CDKN1B) M j{E#f CAFs
A B, 0 e 8 0 S LA B B A B L L R Y
KBS TME 5 40 s YIAR 5 o #FgE & 3L, 5L
PRI Eox H miR —27a .35 & 3R35 , A2 i M2 7Y
5 T AN £, AT 82 w8 = I e 2L R o 40 ) 34 7
TR FIRZRHE A7, ALk LB A0 M 0 2 I R B2
3.2 Exo i#ZE LncRNA 3| BRIE R 220
e 240 0 ) Exos #5717 Y LncRNA HA7 3y
JibsRg ik SR A /E . Eox LncRNA LSINCTS i RE 8 1l
HlE TR E 1 A2 (high mobility group AT hook pro-
tein 2, HMGA2 ) iz Z Ak, M i) EMT %% 4k, it 1oy 41 i 1,
FRIER NI T B R 28 . BF 9 & B0, SLAR IR AR 1
& Eox F1 g 3L R 41 # 4k 3£ A (long — non — coding
RNA FALL,LncRNA FALL ) {4335 7K b 3L IR £F 48 i
TR 2 S A (LI I RIB KR 5. 89 £0. 26,
FUMR 2T 4 I 19 2R KK F O 1,16 £ 0.10) , mER
LncRNA FALL J5 ,FAL1 - siRNA £ 1Y) 20 fifg 48 5t 2 1] B
BRIE S AN, BPIREE A 1 (jagged 1,JAGT) {2
it = [P 7L 98 20 L 0 0 Eox, J 52 Wi HL i LneRNA
Jiii iR g B RS A S 5 IRl F 1 (metastasis associated lung
adenocarcinoma transcriot 1, MALAT1 ) i) 3%k, N1 52

o] i g %5 B2 Hij ik 3R 5% ( pre — metastatic niche , PMN) 7
A - BRI miR - 26a - Sp WYX, B -
B b JAGL Zeashg i, 2R 52 e HAE PMN Hr iy
FhME SRR AN E MRS
3.3 Exo i#Z CricRNA Xt ZLBRE IS0

circRNA 7] L 78 24 55 4 P N 5 RNA 38 £ W fff
miRNA MU 55 miRNA Xof L 1] mRNA- {1 417 il 7
P23, fidn, eric - 0004674 | circRNA RAD54 #: 7%
F1 2 ( circular recombinant RAD54 like protein 2,
RADS5412) F1 circRNA 25 H 4% & FR 1 [ 2 ( protein tyro-
sine kinase 2 ,PTK2) 0] LIAE & miRNA {17 45 W fFHA
RS miRNA (35, 3 7 2. 25 400 ) = ) 1 2L 4
ORI OB IR TS A A
circRNA E #% B 13F #2 4f I T 6 ( circular — eukaryotic
translation initiation factor 6, circ — EIF6) Zifith EIF6 —
224 FALWR @A MHIZ R — 5 A BT BE S
% Wt/ — JEFREE 13 B, DA T a2 350y 5 PR LBk 2R
H %% 9 ( myosin heavy chain 9, non — muscle, MYH9 )
(RIRERE " o BRIAE Y B SER T, T cric0001361 ]
DIt miR —486 - 3p MR35, (A0 i T 2T [ 4
TR [ cric0001361 I miR — 486 — 3p It Yu 4]
(7.16 £0.65) % F} & cric0001361 F3 i 24 FH 4 X 1R
JEREYLA (25,27 £2.32) % |, 40 i 6 3 P A R AR [ 41
MU (E A cric0001361 F1 miR - 486 — 3p dLFE YL
211 0. 86 +0. 06 [# 2 cric0001361 FI il 24 B4 o it A
$eOed 0.51 £0.05) ], se B AURRAR [ v B JRL
1 cric0001361 F1I miR -486 -3p HL % v 2§
(89.62 £7.35) [& Z cric0001361 FI4il il 25 B 4 X 1R
L OLL (45. 81 +4.48) |, FE 10 ) L g 240 e rry 184
B A E LR T, DT BEL A5 2L B9 1 R J’ . cireRNA
LA ZBAPESL I A0 M i S e T AR 2.
JUIE g F T, =B A S R I 3K Eox
cricEGFR 38 151 1 40 W% B miR — 1299 45 = A P4 2L IR
TG 5 T fRZE M EMT,
4 Exo 7 FLBRIE HRY IR KR A A

TERRIE R G, Box & —Fh 4552 8 H 15T
RUE TR o 0% SE 50N Y AN (L RE 8 76 40 i (] 4% 128
158, TEAE ML G 24 v Je B v B A R e, A A
I M BRI Eox J8 A 12 W 2L 98 25 8 1k o 10 A
WT-Bto Eox TEMIBARIR B v BERGE M, R,
FS LRI Eox YR 2 it RNA iy 12 1 7L B s
MO F AR ™ o 508 A e 6 240 M AR B i o
RV Eox TEIFFR ML H Y % 5 5005 , I HL7ZE bR
SUREA A B 5 TR o AEER Eox H1H) miRNA A
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e — P R TE R A bR B, 7T TR 2
T ST TR RN PO 107 54w i L | S 0 e
B, LRI B B3 I 2R IR Eox i miR — 6886 FI
miR — 6819 [k 35 B 5 5 W 20 R i e B B
AR miR - 6886 1 miR — 6819 REE L = FL AR ik b
I S VERF I L 1B miR — 6886 Fl miR — 6819 AJ{E K
FLARIP S e A bR . IE Eox 1 miR - 155
Il miR - 222 (115 28 AKX FUBRIE AR G 1 52 & Fn
B HA A, S0 a5 Bk g 26 9, LR 2 1l
W Exo miR-155, miR - 222 K % (4 5 K
1.46 +0. 62 1. 87 +0.79 ) HJH & /& T BELL (73 51
0.98 £0.03,1.02 +0.02) ; & LK H B A B F MK Exo
miR - 155 . miR - 222 /K (43 %4 1.68 + 0.47,
2.13x0.53) WMl B m T RELREBA (450 H
1.330.24 . 1.71 £0.26 ), Ifi 3 Exo miR - 155,
miR — 222 TN FL AR IR B AR 5 B R FE S M 42 i
T35 0. 82 F1 0. 79, %7 1) R A 435914 69. 37%
F159.26% , 5 5 B 455 fy 80. 22% Fil 86.33% ; %
A TN 2L B i R ARG B R e B 4R T T B
0.89, RAKSEF 84.37% , 45 5 BE K 93. 16% , 3 1 W5
WL A S BB 10 L35 Eox /K-, AT BEA B T %4
R KRR . BRSNS UZLIR AR Rk 2 e
I FEE R R AR T S X A BT T I3
Exo miRNA {22 53R k3%, 45 R WoR, 14 D ERKIK
f) Exo miRNA £ 7L M AE 550k Y12 108 1 98 10 kA A
B R, WG58 k3, 4 4~ Exo miRNA
(miRNA -451a ,miRNA - 493 — 5p .miRNA — 409 - 3p Fi
miRNA = 151a - 5p ) /) FUJG 1 10 -5 0 55 T4 — 3, ik
miRNA R FH 4 40 0 g 11 2L 1 Al e ook R0 32 i 0 1
M2 W, EREIIE T, LneRNA [ & 29 5%,
TMi7E Eox /1, 3% — Ho i i) 535 20% . LncRNA FALL 7
LA B E ML = #RaA , XOnT AR R TR AN Y A
FEREST et T A iy AL 8 T R B LA K bz 1]
JRARNEE AR, BT AR HE T R 4 S R AR R
5 g

WEE BT AR A, Eox £ TME H (1) £8 {4 % i
Iy 2, A PR B 9 4SBT AR o Box A Ay 40 it [
TR BB AY b A A B L ) R o 4 53 0
REDSZ VA 20 A 2 H B, T 52 M) TME. 719 P-4 35X
Tl W) AS SR B A %o o 400 A 1 eV A b, ot EL
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ARG E — R SR PR A8, 15, Box 194 5

FIAEAE B ARATSIR AN S, 3 A — E FEJE L BRI 1%k
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A0 i 8 B R A RE R TR PR Eox, (759K 2 2 Hir foF
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MAHE AR, A Eox 75 1 7 Hh A 1445 A1
e PRI 1, A8 Eox $07F T )R 82, (L BUA (1 R
WEFEREA /N 22, (A HA T 0 A br i A
M2 BT, P, 7 SR T SRR | 57
PRIFSE, LB IE Eox £ R 2 W AA Ty e [
i, BT EERAGR DT Eox fEME AT 19 4E FIBLH o
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