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ME SR —MROROR R ANEE, tT R BRSNS B AL A s, BOA R i DE I |
GPEVETT . PRI WAN TS RPR A=W Ar S W 0 S B, LA A BRI B 11 B 458 DN 5 W RIS S 52 PR A ) A DR S
YRR —Fh PR S5 3 RNA, microRNA - (miRNA) %P2 WIANG 7 A & EE TN, A REIEE R %265
X il P 14 A A A U A T AR SOR SR T AR R AR AN AR IR miRNA 1A=~ R PE R D RESU, 23k 1
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AR IS WH L O AR S 1, I LB BERE N AT AL A SN AR ity 7 WO A 1 TSRS

KR MM, MR, miRNA, WigF4efe, JEEEIhE

FESES Q5, Q7, R36

40 M [a] 3 R (intercellular communication) 42
Z A PRI T AR R DI RE AT LA R A S
LY B AR A 0 WA A I R SR A . A A
FEUY (extracelluar vesicles, EVs) & —FhEZE 140
oA IETB GRS 7= WA K (e 4 i 051 s o = W i =P it A
Yy 3 AR L AMIBMA (exosome) JE—FhfE
PR Z B W EVs R 5L, BA IR AUZ
JEZER, BN 40~150 nm 2 AR —FR R AT
FEIL, AP UAARTE 4 2 W SLZL 40 i bk v R I
1987 AE R} Z W HoAin 44 “exosome” . 2013 4F
Wi DURAE BRI B A 452 T S R 0 M 2 4 — 5 o 1
YRl A R AR A AT & PRALTE SN UAMATE PN 1 21 Jifd
PRI RIS, S 2R SN B
2 27 A AR P R 2 R B R A AR, A
IR RN &1/ NRNA  (microRNA . miRNA) 7E
g A . BEL ML B MR RGN RS
AT SRS . TS FNA YT 7 THRE T s
RIAFpptoenrse, HAMBIA miRNA WA 1%
Vo PNESY: N Y ST TR B i i VR /R N IR D gl Y

fili £ 44k, (pulmonary fibrosis, PF) J&—Ff
J (RIS P 2T A A (B B s, 2 DARER 4
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240 B B O B AR L A/ B SR A I B S E 455
GBI N AR B I SN BERAT . el T HA AL
W2 2%, Bgah i AAF A, HATsk= vl Ak
PRI L L R, R 2 A A 1) s
Or T IRPEALHI T 4R RR TR T
ARSCLRR T AN IR K H miRNA 94 )2 R Al
fE, JFEE S ENSMIBET 4B SC S NIAR Y e
WFFEHENE , XML TR miRNA 76 il £F 44k & A= Kk
JEFR BT A2 T T RS HE .
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(apoptotic bodies, Abs) *' =K FZHELL K EH AR
TN gl oK G A b kL E BE (exomeres) ¢
(FR1) . HAGA] Lo s g0 Jgek . it
VE. SERZENT. WA HERE L
A R B g R o 25 22 e B e B I R B AN [ 1Y)
Y SMNBEVRERE, EVs 5B A s BRI 2
Az W) B 2 F 5 ORI IR AR T B 6 75 A RT3 0 B L
SR G R AR R R R B R B EE W A
WMASEE IR /3 257, AR SR R,

WA 0o 3 KRIE: W SRS ABURL K
N SN IBAI) F E O T IR LB B EE I  2,

BRI H R B AR T RE R A AR A
A .l BUCLE Y R BEEOR AT LA A 4
MR EBAT Y EE S RN T, E2A0fs

[AhS= =]

P ERTRE. WHRBRE . T e
BRIk we s, R 98 K UKL S BR o3

A
(dynamic light scattering, DLS) . 7] & H BH Jk vh 1%
JEF: R (tunable resistive pulse sensing, TRPS) #l
P—EV /iR (single EV analysis, SEA) %%
Iﬁﬁ‘?ﬂéﬁl—f DA 0 A1 s A ) e i RN R R A% 43
A7 XS ARG B AR A K R AR S MR

(nanoparticle tracking analysis, NTA) .

(R ST AN e 78 R AL B R I RE, 4358 Mir“ 12 KR BYPRAH A Y
Table 1 Major type of extracelluar vesicles
1 MMERTERRER
.- ; N s e . AW
A S Wk E 1% R B O R EAFbd T W) o
SN NHEEfL 40~150 nm 100 000~200 000 g CD63. CD81. CD9. Alix. DNA. RNA. MIFEH. ZENEET
TSG101. HSP70 PSR
i KM 100~1 000 nm 10 000~20 000 g %& 3. &R CD40L. RNA. K EA S H 2R AR
Annexin Al
JHT/ME R 1~5 pm 1000~10000g  Annexin V. #4125 HH3 BEA. s A TSR
SMBERL 9K EIE 35~50 nm 100 000~200 000 g HSP90. HSPA13 . EE. EA. RF
RNAFIDNA
Table 2 Comparison of exosome preparation methods
=2 MMERNEESBHELRE
Pad=WiRrS AR HARM A JR R
S O R DT EArE: CEVVEMEAR TR R K G4h); BERFEMATIR, HEE
HEGL SRR, AR
RERH A5 FERR L B 0 B BT SArifl: malifE ARG (>4 h) s FERVERAR: HERIEE O
EEE(S
Lyieik F N AT AbFE 7 1 5 SRR, B I R R M
Sy FHEBLENT BRIy F i P23 Bz Ay BSOS A
Wiy e R NR G TR EAEE) 2 BRI 2 FREERIAG; TR

1.2 SRR EYZE RS i

VIRV N A e/ o Aﬁiﬁ.’%m LSRN
(endosome) <8 Y T 2F 40 B 2 7 10 i R T
AT DA RS P B M RRIE R S ARV E R, B2 B s
AREFLR 7 F 2N AR, mZATE RN
P (L) . B A% P AR RS R UK PN O 0 7 T 1
— 2 E N /NFEHS (intraluminal vesicles, ILVs),
JtE NI E Rz 2 &Y (endosomal
sorting complex required for transport, ESCRT) P/p
By, BENSIERE: b a2 40 AR N Y B 1 T S AR B DA

FAZ R W) BT M e 5 A Do (IR 1) L sy
TR WG A AR A A AR IS 4 A T A S 20 AR AE,
N Z #E K (multi-vesicle bodys, MVBs) 2!,
ESCRT /& — 4~ H Jit K & , {2 #& ESCRT-0.
ESCRT- I . ESCRT- Il #ESCRT-M % 51, %4
PITEMVBs [l 5 2GR A Rss S, 25
WM ST Yo TR IS X B ILV HhIE 2 5 ILV (B
i . 25 MVBs B JE il ik £ #F TSG101  (tumour
susceptibility gene 101 protein) F1H:Ah ESCRT %5 [
HiBhrf, Han ALIX (ALG-2 interacting protein
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X) Fll VPS4 (vacuolar protein sorting-associated
protein 4), HETTSFEMAME R T (BI1) .
MVBs TEAI LN FEZA PR L. — g 5
MEARRD G, PN 55 WA Tl S oA S P 2 1 K s it e
fites n—Fhor Ao SRR PR G, ST 3L
MVBs DI /N R IE R i 4 SRS, DA ™
NIRRT (D) L esh, B s A R A
WMA B LR R A A TR A . el il i BN
AR HH ZE 04 ST BIVBE I b. 3 7 20 B PN o B 42
F = (intracellular plasma membrane connected
compartments, IPMC) 1 H 25177 ZE 3R B ' . il
FEHEC LK ZFE A BT LSS SNBA 1,
A Ah I PR B R B9 9 5 15 GTP 2545 £ 11 Rab27a Fll
Rab27b % PIAH G, R Rab27 sl H AL P ¥ 2 fish
S5 I BYRIE ] WS A SN AR o3, T

ESCRT, Alix,
TSG101

fit
&
4
il

>

Er g

98 25 1 PS3 RTH R 300 1) TSAPG fiE % {2 it Ak
WA AR AR VS R EE MVBs 5 B RR il
ik & f ., SNARE & & % (soluble N-
ethylmaleimide-sensitive fusion attachment protein
receptor) 4 B AP [FI/E P AR B B2 B 52w
AN ARG WA R Hofth /N GTP B A9 5 1, 40 Rabl1a
I Rab35 [T X0 T M5 23 AR DR A R I it 22
KA, WRIE A2 BN R S BRI AR B
N C107 US R R A i1 BURCEE P R N R TR
PR AR BB L 2 AR A U T Lt e, ADP
WL A F 6 (ADP-ribosylation factor 6, ARF6)
REAS Ay e PSR AR 5 201, BEZPRBEAT
P T RS R . R F Annexin A1 FY
AT (R

¥4 Annexin Al

Fig. 1 Schematic intracellular pathways of exosomes biogenesis, secretion and uptake
Bl fRAgSNRE AR, SRFERREREE
HNIAACE: T U ASEAR A, IR AL R A TR A LI N AR, AT S0 P A ) P R 2T A ROIR B, P Z IR (MVBs),
(vl o] B Bl 3 M 5 S P A48 PR PE A SR v SR MV Bs 5 ML ISR 45 A St T, DA ER 2R A 07 5O ORI N, IRt

AAMIANERSGE , BN, SRS 3k 52 R AN IS S AR S5 |
AL/

AFEAE A BUBEAR & 19 75 =78 B R RN 54, DT s 4
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MBS R B e B 5, AMIMAREEASZ
TRANN R B e TR e A, A ren| k3R
] 32 RIS TS S A% 5 DL e 4 i AL 55 S S A0 T
SRR ASZ IR = 3 a i H
T FAN T 5 Z R R Z 1k CEERME
HERWESE) D Fmgss, a5 54 SR
2507 RO A0 M B A AR RS s b, SR 2
RN A, 38 A AR AR A R, PR Ak 38 %) ) 42
BN S AR s ¢ SN L4
i %) SR P A5 P RSO S B, b g
miRNA © % (1) @ X fhorFHLsl, Fhusik
A% 50 BN I ] P A TR A B AE P B s it . I el 28
SZARGN B A BRIR S AN ) REARR AL
1.3 SMMER R SIS Y ZIhEE

PARVALS AR o NN g I sp et )i i) E L VDN
BN REMARAY, RS L4k Ko £,
HNIMAAE R —Fh AT i A B /NGRS, T S A
YL Ak L A2 AR BC AR ()R B VR FH B8 g o R
G, BEMAGRAE TR FENEEEA

Fi. BERT. AR RNA SFA WG Y T, 2 4[]
A E A

AN [) 240 B R 5 B4 N 21 il EL AT 3 ] ) 2 1
WA, AR s fp G ARG A R
(heat shock protein, HSP) . & 2 FliEs I H
% (CD63, CD9, CD81) %, J&3F CD K&
[ HSP70 430 FH R AR 40 S AR i 2
bRy 2 (R 1) . AMUMAR (5T A% PR A
ST I T2 S IMA R R IE RN 29, X T
A AT | S ) 20 R A SRR S O Y 43 B o ELAT FE
YEH . MRIETIRERIANE] , FMUMAEE 1 BB 0 R 5
AR SO N B BT, 5 A2 4E TSG101
ALIX . Annexins, Rabs A} HSPs Z Gt . 4hib
IR B P AR G O A AR R I BT ERE (WB) |
ELISA. FiiffFHoR, WA ARM A M H B ok
ITEA /INFORL SR . TR . 9IKAEE
THMA (nPLEX) 1£/8%% . SERURGHE A2 ik
(IMEX) 1% 2%45% Fl = U ExoScreen £ AR 55 7. JL
Tl &1 s A B 1SRG 7 v A DX 1) 25 L 36 3.

Table 3 Comparison of new technologies for exosome protein detection

R3 SMNBEEBR BRI AR

A 7532 TR IR B B JRi PR
WEm A BRI RERR bR B, VARG SR FET A B
AN XA A ORS¢ BRIy T U S AT WIS/ NEEVE A U
ExoScreen FeHUR AR R T mAE TR 44 <200 nm
T AR BREIEAR 10 EVs TR FAR il lplii=g IS
nPLEX E s 10°EVs  JChRZEfill, mR B, milis JELTHSE O
iMEX LAk 2 J 10 EVs T, &AM a0 3 v 4

RNA EAMMATER i EEZ IR, 590
I RNA 4153 AH L, AN IMATE B RNA R/ — 8%
B, EE/NT 200 AR, (LTI % 5 kb K
JER/N AT R AR IE SRS RNA, 5 il
RNA (miRNA) . tRNA. 8% rRNA (Inc
RNA) FIH BHbA mRNAs. 55220, Hheeshnik
AIHE & A5 DNA Fr B, X246 DNA EREE B, M
100 bp #] 2.5 kb A& . X b Fr BefR R H A S 4
DNAFFIE, AR T 250 BEAR b3 4t 6 r iy 5 D5 2%
A 2328 SN R I G F AR, B AL
FHEL AR 7 VAT UIVE B BERE I AL R Y 1S DL i
JPk, AT & BRI 4 AR A W =U8CF PCR
P A RNA S BORUR I /) o iR R L B
A 4P K A ) 4 A ) bR 2 1T 45 B8 T kR (LSPR)
SIRTRERAR T 7 B WEIE R R e e sE

JERTH AR XS IAA N 1 A A5 8 21 43 i AT E R T
i, FA T A0S S AR R A L A 2H O 22 ) 2R
F5T . RNAFIDNA 2257041, Il E S b
SEREREOG Y DNA YA, A mT DLd ok 5 1S
HAlAESMBAIE AR P DNA 1843, PRIt
HMIMARLA R B T

A S I A A BRI S S AN R T Sy
P . PRIZWTRN IS TR A b i ) ) B 48
0 fEVF 2 R A BRASTR , BAn A e
AL RPENE . IR . AV E . A
R AT A Tk S R A2 W R YT i R, A
TRRTRHEZRIIIRE 27 . M2 KRB, e R U
8 A U AR i A UL i) W 240 3ot 126 38 B A R TR A2 1
(epidermal growth factor receptor, EGFR) 431
RN TE T DU RE BT SRR A TR, AT
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SN AT B T RE J3 B RN S B PR R AR AL TR R
FI7 I AN R R I, 35 M S
Ji B RN 5 LN [RI S AL S 2 A it =2 7] Z2 b 274 (1Y)
IR, P R A R B . IR T
PEAS ST AAn e, RSN J %
LWL R B 5 40 Y (antigen presenting cells,
APCs) WP RIIRE R CEE, PIRIMNBASE
JLA MR R REXTIREAE (14 S 2 16 T A TR
82 R B, R IR S NAMA | PD-L1
TS5 T R AN e IR YT kIR . X T PD-L1
PUARIETT RORAER I S B, a0 ) 0 s R
PD-L1 /3 R4 T PD-L1 HUAIATT , AEAS LB
SRR R e I € S iRe o S ¥ Ui
RIEUER , FMMATIRESTIR A IFIE B 2 AR A
Py~ LR AN AT 58 7 1]

2 HpiirMEmiRNA 5 BHER 5%

2.1 SMBEmMIRNARTE R FES

AR TRE T AR ABER S LIS, A
X HE DNA, mRNAs Fl Z i 9E % 5 RNA, {51 40
miRNAs. A #RiE A RSN AR T 1 HER S 32 R 40
ML Z [N ARERR e I “istfLscHe” W —Fhopn il o+
ML 11220 2007 4F Valadi %5 2 8 % & /N BRI
B A 40 fa A A ) & 7 mRNAs A1 miRNAs, - H
A 8 s 3] 37 U 48 B I A 32 IR 20 M R A= B g
miRNA 2 —FfiFfb i 72 vy B R ST 08 P9 T8 3 G
/NRNA, Tz 1 TAEY) . 390 F1 DNA Y #
1. miRNA J& T 84 RNA 43 7, 19~25 AT
FRZE I, 3 Ik B B9 mRNA B2 30 i &1 M
SUREEFTIER, XT4uMi i, B5E . AT AL et
RFEATIHE . miRNAs B W) 5% 5% 724 Jnd &R 454
() pri-miRNAs, %% R I (Drosha) BEJiH
pri-miRNAs 1) & - 45 4 JE W 1 /& miRNA  (pre-
miRNAs) , #% i@ N Y] i Dicer 1 57 1% PR pre-
miRNAs | 3' F15' B _F ARG IE B miRNAs 3L
5, miRNAs W5 Ago AR A MRS G, %
FEBE N BE . 10 S 4 5 miRNAs 75 S U0 & 4 1K
(RNA-induced silencing complex, RISC) J¥ i H
W, BT A REEY miRNAs DLE £ B bR 5L
mRNA 135 B M IMATE 4 A (8] 145 B4 i 28
Tt AR, B R N A ) miRNA % 1 1)
AR AT, PRSP S A B mRNA (1) 3k
SRR IX A, T RS B P ) R RS

AR PR, miRNA IR ZBEVLEE A A5

. ZERTA /NRNA H, miRNA 7E M AR i
H7 0 ELAA FE B TR IR AN o . A A T
VFZ A [ 40 i R R E AT 45 B 4 W 1 A6 W 44
miRNA Kk KV, ZB—L miRNAWAF, 41 miR-
150, miR-142-3p. miR-451 T fi & T ¥E A &b Wb
A 520 AR UM miRNA (1) I8 KT AEA R A= B A
TSR . TR A ME SN AT, miR-21 /Y
TR EE TS 0 e 9 B BRI . eI/ IN AR B i
B I AP, let-7f, miR-20b Al miR-30e-3p
(14 7K SF- Bb 1E 5 % B2 B A 7 A A T ke 3K
RNAs W& YIEEA ZFOARRIHLE], AR RNA
W RES R B Zh AR ) RNA 255 2 (RBPs)
FHEE G . 1 miRNA R0 A G H 1 Ago2, 7EJL
T2 BT rp S SN N & P B i A, (R
SR RIRGY & B 20 LR A AR miRNA K L
Ago2 B 17 FLIR I i AR e B vh & 5 FE L A )
TAER B ASESMB A miIRNA 9 2 78 S A R
BT AR Ago2 K, MM ik 5
E5 4 GGAG P A HRAE ) miRNA, I HAEREA
RNA % #% [1 hnRNP A2/B1 1) 72 454 . ILAb,
75 7 16 (% haRNP R85 A &4 kb 75 1) o3 5 08 5= M
miRNA #&51EA SN A B
2.2 SMBEmMIRNATEGRIS W b B E W F AR R Y
Ihek

& F miRNA 7 il B h B i3l O A A
B, I & I miR-486-5p 15 i B sk H 9 Sl BE
FERZ . BIUNZ YT REE e il 27 2 A/ N B ARL vl
1 R TGF-B1 /K- L FE LT A AL Th Ak . sbohix
g3 F AT AE S AE /N 48 Ml i 88 (non-small cell lung
cancer, NSCLC) - HHIS W FI%Z A Fiu il i) 5 76 1L
Wb Y, AT DL 5 5 0 PTEN-PI3K/AKT
55 £ NSCLC 1 it J i & vh R 49 S R I VE
PR bt T ARV B Ml e 1 3 7 A e

E R Y Wala S N & o ) /Y N R R
miRNA A {EN IR 2B > FAr s . Ko e
ZRHRE TR 20 R A A AR N ) miRNA FE TR
filidi . S5 ELIEE . OB BRI . TBENRIE N g S
HAHS T AR A S 01 JE B2 W B (4 A b s
Py B BN A AR A AU AR RNA I3 45 51 v
W, PR S B M IAMA miR-181-5p . miR-30a-
3p. miR-30e-3p. miR-361-5p, A W FPE
Hh AR miR-10b-5p. miR-15b-5p. miR-320b 5 &
Fik, WIS WIERRTEPEAG EIED], X 48 miRNAs
A RESRTT & 15 R AU RGO A Wy 2Fbric ¥ F R0
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NSCLS 2By A5 ik 3+ .

ERPIREAnfsh, A7 Z R AR A0 EL 45 40
WL L PR R AR . LT AR A S T R R T AN
T ANIMAT I AFE T I . R . MR . FLYT R
JE A SRR P Of BURASERE , i 2% o miRNA
FEEETINBE . REWT 2t k30, fE AL
AN RNA H miRNAs & B N FE &, AH
593 Ffr, 5 Fh iz UL A miRNAs (miR-99a-5p.
miR-128. miR-124-3p. miR-22-3p il miR-99b-5p)
TR Y 48, 99% 2 ANUMA R BN 4T A MR ]
PIPRPH N miRNA AN RNA BEREAE, brACR 4
AR LR, BRI AT VR AR B 2 Wi A= )
SRR . AR R B, AR R R I A 4k Ak
(idiopathic pulmonary fibrosis, IPF) & A MEVR 41
& miRNA #9225 PCR A, AT LU A0 0 4
miR-142-3p., miR-33-5p Fll let-7d-5p 1}y IPF filiifs i
W12 BT TSR AE 2 s ) e 1 BH ZE M i
B E T, RN Z BB (PMN) 20y
3 B A A A T 6% 38 o v P A 4 i M AR 1
(neutrophil elastase, NE) [ AE >k i 2 0 IR
YA, M INEE AR 05, Pz
PRTTAE Ry — s i P Il 28 B0 IR L FE T
T PR Al 2 B L I VR A 9 AN 3 D ) R A
miRNA FlI EVs 10 /K -5 fii o ] il ) 98 A s vz 7
FEEARDGOG Z, P miR-223 Fil miR-142a 7 i
TR AAE A MR R AR A L R, g
X A1 A () 240 2 A A B2 T BB KA 58 6 il
SRAEPENT IS B A AR5 R E .

2.3 HMAEmiRNA X it 41 48 4 B B T AR g
FRAEMIEA

22 A 1] FH 4t M 53 1 1) S0 AR miRNA X 27 41
LA T IS A KA . [A) 52 o4
il (mesenchymal stem cells, MSCs) J&— Fl GE %
KRB WAEE . s . BRINFHA 2 78 20 A A AR
i, RHEAZm M Eee. i pRE
Tl S5 AR A TE A AE 47 5 Y AR T H 25 Y
WA R, R MSCs R IR SN A RS
1 1332 % Y miRNA SR 52 M 21 4E ALk i T Js
filn, it miR-181-5p &Mt i Aig 15 T 20 Jif ok Y
(R S I BE A3 o T ) WA 3 B e A i JHE T2
S ATl R O e [ EZE A2 o R A RS R IR
I A BRI R AR ROR 5 HR i 240
L G 5 v A DG O N B B TE] S BT T4 L (bone
marrow mesenchymal stem cells, BMSCs) AU fE

3 EVs 32 i SR AR I 45 5 0 240 60 P 335 P4 R i 2H 2
TIBE, T 4R R Y & A miRNA S A 40 Lk
BEVRE SRS A0 LT Ak 305, b A
A miR-45 1 755 il 5 05 200 6 305 1 1 81 4 0 T e E
BEF ST % L BMSCs B AR 4 Ff miRNA
FIRIGA T e R AT, & B BMSCs Ah il
A & B B = A AT 3 A miRNA 4 miR-1246 . miR-
23a-3p AimiR-451a, [fij FLiXLEsM s A Lb PR B A
il A LB 2T 4 240 16 e i A 2B i ) &G SRt i
— 5 S AR b miR-451 25 3R 4 i RNA 43 T-7F
il 27 Ak v B SR RE . A, R ARG
Jiii 18] 75 B¢+ 40 B2 (adipose-derived mesenchymal
stem cells, ADSCs) 741 EVs X fiticF 4k /N iR
AT NESNATY, RS FER IR AR 4 i . il
SURZERP KN . Bl B g g 5 . il 4L IL-
1B I TGF-B /K F-4546 b I i & PR AR A £ 4 AL R 1
It BAE SR S S O T Fe 4t e 5 00 s R
B T AR E A2, ADSCs 941
Ji 2 R A ) R R A S NIMA TR Y 7 I £ 4 Ak 55 R
FE T ISR LU TV A B 2 B e

BT 2H ML SN IS, HAD IR 0 S A E it £
YAl P VR PG FRE . 7E R A PRI £F 2 AL A1)
TARE NREDE R, MK IE ) miR-30a 7K F-
S AR R C, $2R T LIRS —Fh IPF 5
ORI ERa R /e 3 AR/ I Gl DR N A NS R T ERTI RS U
I8P miRNA 43 0] DLREAIC AT F Fz A549 4 jifd
TGF-BFl o FIF WL I FRIE, $7R T LIt 22 il 21
Hefb By HERR 0. BLAME NS5 & B, miR-1343
REAS B HL-60 21 L i S0 W A 40 2 i 80380 il L= B2 4
L I TGF-B 155 18 B ok 22 fif I 21 4t Ak i
T, 5 SR IH miR-1343 0] DAIAE R ili £F 4 Ak o 1Y)
BIT AR 1 Y BORA — Lo i R A b A
miRNA BEE I 15 1l 25 4 Ak S8 Il s i e i, (1
JEER XN [A] 0 A IR AU [R] 1 miRNA FP 25, 1EH
SRRV P SRE DR A R R YT B4 5 B A o 22 1)
T Bt R G HL AT BT TSR .

3 SMiAMEmiRNA B ¥ Bl 4 4E 4 B9 L6

T2 A A S —Fof Ao AL i 52 24% 14 Al 1) o
o, 2R L R A RS ) A AR i
HEADOR, DT BOA AT 5 7 ) 27 4I5S
T4 A A miRNA 75 194 O ISR L
MR 2 RSt W], SN IBARIE Fil Y miRNA AJ
T PR L AE A SC AR B D RE AL 2 ARk L K
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PE1T RAE S T B Y 7 NS S e A e
3.1 3t ER-E7E R4S LR

b B - E) 5 ORT 46 L % 4y Ak (epithelial-
mesenchymal transition, EMT), Jf&4§ I 57 41 ffd i
b R TR T A A LA T Joi 38 7R 240 L 1) A= ) 2 ik
TR, RRVENhE . RS E LA E AN AT R AR A
A FERE A UEE 2 B 2 Fh miRNA GEAE 8 1 97
S k12U EMT VR FH R 2 #5830 40 il b g 5 7%
FITIRE, I H TGF-Bt Rk iy 7 2.

EMT s 75 7 Jili 5] J5 21 4 A A= b ) R 3 8
B, G I AT A A R R L R R L S
A PM2.5 U S IR AE Ak S DIAR G, Kibhe
B R [ s L R A0 I A A A T A A i
LR R AR . B AR R, FEAR
PM2.5 R B BE AT, Al L B2 4 s 52 BEAS-
2B (1% EMT YE HBE RO %, FFH RNA DUy & 31
e H 2 R A A M S A 32 BB Y miRNA Y3
INFN 843 Fh 22 S R B I B BE N, RGuHL sk a7
WS UER, PM2.5 5 | A il £ Ak Ak R i 8 45 it s
95 [ BOR L, AP IR TR miRNA  (exo-MiRs)
RERE & F5 Vo AE S K R P D e . 72 TPF R
N ANIMARR S ORI i R B, AN A
H1 miR-142-3p 7K F- T+ 55 1T A5 250 8) 78 5 40 M 3 5
AP OC RR AR, %55 AR e IPF i R ad 72
i) B BLRRAE L AN, AR IRA let-7d-5p TR
IPF Jp B F 2 A1 EMT i B2 & A= B WD AR ¢ 0 JEF
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Study on The Biological Function of Exosomal miRNA and Its Regulation in
Pulmonary Fibrosis Disease’

ZHANG Hua-Wei, YU Li-Jia, ZHANG Chun-Min, ZHANG Yan-Song, SHI Xiao-Dong"

(National Center for Occupational Safety and Health, National Health Commission of the People's Republic of China,Beijing 102308, China)

Abstract Exosome is a kind of micro and nanometer level extracellular vesicles. Because it can directly
participate in the transmission of information between cells and the transport of substances, exosome is considered
to be an important carrier of biomarkers for intercellular communication, immunomodulation, disease diagnosis
and prognosis. In addition, the nucleic acid and protein contained in exosome can affect significantly the
physiological state of recipient cells. As an endogenous non-coding microRNA, miRNA is of great value in the
diagnosis and treatment of diseases. There is a great deal of evidence that these molecules play a role in
controlling and regulating the pathogenesis of lung diseases. This review article focuses on the biological
characteristics and functional fields of exosome derived miRNA in recent years, and summarizes the regulation
function and mechanism of exosomal miRNA in lung diseases, especially pulmonary fibrosis, which is a hot topic
in biomedical research in recent years. Therefore, it can not only act as a new molecular biomarker for the
diagnosis of pulmonary fibrosis, but also suggest a new therapy strategy for exosomal intervention of pulmonary
fibrosis.
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