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BEEINMEETIE AL ER R

AR Ham? FRRY §ALY I A IHa FREV
(V AERE R EE S AR, JL 1000845 ¥ AR F 2 BEE S PR S, AR 610041)

W' WUPAE (sarcopenia) S LAB MU AL ZEA TR B RN RFIER MR VLR SAE, BRI FRHILENS T WL E (4 BBy
SR BA R X WIS, SN (exosomes) SUMERERE], T RER—FIAT #0911 55/B6 T-BL, (EHALH]
R . AR, SMNBIAE S is s /4 1, HAMUS SR S SR E AR (cross talk), AMMF T
B LR MO 55 A E N 1 22 B B . eAh, oz sl ] e (e HE AN A A B O 55 SR 5T 1 miRNAs
FI/EEE B RIR , T OB UE o AS SO N IAA S A= 122 45 LA R SR A 5 LA 22 [ B O 2R BEA T VA AN A 2

BEEIEIr IS S X SN R A2 e SR RERLA], LA UAE B B A SR BT 1 SR s

XA SN, miRNAs, B3, WUME, BFiG, g
FESES G80.23

NS AR AER H 4R I A — KPR, A
ARG, 2019 FE2ERE BN TEik7.0312.
B 20204, rPECEIRIE N T R 24842, 2y
ST 17% 1, PR3 SO HAH P U H A LD
it (sarcopenia) T Ay iR 73 fife A 1) 2 e At B ] /851
Z—o WUDIE RGNS 20 . BN SRk
WL e, HEZ RIS, a5
et T ER, SEZSHRUREENENA L.
B | BENIIRE TR BEIRE TS YA
KB IR NUDAE () R LB S B 7 T B2 B
TR WU E 8 G

b W K (exosomes, EXOs) & % W &
(endosome) B 73 WA 1) — K AK L Bl (nano-
vesicles) o BT WFIERIT, E B WLAH ML 53 06 1)
EXOs e HAE 5 19 miRNAs 1] g 2 57 16 WU/ AE il 56
T, HA Bk HoA R e H g R A7 AR B
WL, SRR B A LA RE (38 7 [ o)
74k, HENREIRIATT UVEAZG Y . WP EF-Boh
F, ABITFRGEERL, s SR — R B A WL
MARTB, IEBWZ 22500, K, 30
EXOs [ Hi A= 912 # 551 LA B EXOs 5 WILNME 22 8] 1)
KAATIHIRIL, S45TF50Hriz shxt EXOs (5%
i) S HERT REHILA ,  LAIBI R WL/ B B 06 B AR 1)
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EXOs Fe ¥l & TERSM 5 55 9 45 F 2140 M LT 7
Wl R, REEREAE o, LR ZEAm ] anc
1021 N o= 101 AN 2 5 10 O 15 o e 1 1
(MSCs) 1 4% 40 i 45 ¥ 2 A7 B it EXOs 1Y fig
J1 0 MEEMSRA, SFEFEIR . . i
W, MEVR SR AW W R IR R T 8] T EXOs 1 B
E 1 EXOs 2 F BN AR Ak gR
TR IME, R/NECHE —, EH#Z R 30~150 nm
CEHEAZ7100 nm), %4 1.10~1.18 kg/L 7',
A, EXOs WAL & KEM&E T, fEF. DNA,
mRNA . miRNA Fl19EZ# % RNA (non-coding RNA,
ncRNA) 45, Hr iy 8 1 BT 2 2 46 I8 T AH G 2
K2 EAEEE x (Alix) . g6 5 101

w [FRARFIERES (31471133) A e S e SEAR R AL 55 2% &
W4 (2019PTO13, #:2020025, 20211014) ¥HIHH

s IR AR
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2022; 49 (3) HE®, % EHRIMNBEREILIENTRER -493-
(Tsgl01) . M #% # F (clathrin) . 2% & & 0/ (intraluminal vesicles, ILVs) %ﬂyi@ %N

(integrins) . VU 5 B % i &2 11 (CD9. CD63.
CD81 Ff1CD82) . VA& 1 (Flot-1) . KT
EmM)mwmmw%)&m%%iﬁaﬂ@Aﬁ
[ Ras #H ¢ GTPase TK [ AB &% 51, HIiL&F £ 5
BRI, U 2 i | %l%U&W&H@#”

Ak, EXOsIRAIEN —R X5 FIHT/ME (ABs)
M Zm M Ah 23 (extracellular vesicles, EVs). EVs

HATHEXOs HARME K, 29 100~1 000 nm, Tfij ABs
HK, £1500~5 000 nm. T, HEEHHERICEH

“exosomes” HIPK “small extracellular vesicles” .
1.2 SMNbEREYIFHFE

W), EXOs #N A& —Fh 20 i TE BR A S AT
g —Fp oy (HIEIARFSE R, EXOs Al
W AR (245 mRNAs, miRNAs) .
JOT R IO 46 % 1 40 o 5 240 LR A T 0 I 3 Je R B A
W, IETIZ S 5L AL BEER e Hid,
EXOs MIVE 5 EAR A0 DI BE AN TT 43, A
9, EXOsTERHAA I b AERF N MR RRAS, 7EZ
RYNM B A HAE (cross talk) S 5400, 41
21 IWEACH 2, HHS TR AN

EXOsHE%EEW%]EEﬁﬁ%?’%’JE’J AL
i, R NEROGELM . S, EXOsZ&H
N 1Z|K 71 2 & ¥ (endosomal sorting complex

(multivesicular bodies, MVBs) !, Hir, 5 —I&k
WEATE B —Fh “FRIR™ B WA HE/NE; 55—
RN B2 TE IR I T IR /N 8t B2
W MVBs, fm, ILVsifiid MVBs 5545
DI A A i i T 24 WA R LA, BPEXOs 242
IEAh, EXOs R Al 28l ESCRT AL 5158 132k A
JE B A WA AEREE IoT,  PH-Ah fof 4 L o A PR o)
PERSE N BB 5 ILVs,  d 26 2E 08 i EXOs 115
TR, SA3E M MVBs 2 H LT A
R R, Bl G B 2 R R LR (trans-
Golgi, TGN) Z5WIRTEIF, B4 SEIIARE,
Wil I B B R A el S R AL, SRS B EXOs &
Jak s Ak, MVBs 5 B RLG ia F A 2 LA
KRR, HiZid P52/ T Rab GTPases Fil
SNARE & & /K45 78 1 4 o 2 EXOs MU N Bk
i, SAHSRACEE R AU . A GLLL N ST IR a7
I S HEFT “cross talk” o EXOs Y “cross
talk” XA M3 a MMM EIEAG; b, FE
ﬁ‘@%%'—?ﬂ%ﬁfﬁ)ﬁ WAL EXOs; c. &N AL)E 1Y
EXOs 5 37 14 21 My B AE J5 76 52 240 M b e R ik
(B D) 2200 mT W, — 5 1 EXOs 7E h G 8 1Yy
“cross talk” K, FrF BL L BN, £
5 H S AR K Re; 73 —Jr 1, EXOs 2Lk

required for transport, ESCRT) £ 5t H 28I i - HHMOHRM Y 0 RS, TG BR A FH AR &
Wtk (ESE), BiJm ESELMNFEEMIEN®E  FIAMEAR A RNA,
4 i
| et '}\\ KLY .}“}
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WA his i @
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Fig.1 The formation and biological function of EXOs

[29-31]
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2 SMME5IEE)

W R, —J7 1z 8 vl A SE 8% LA 5300
A A Az 37 (exerkine) , - ix 6 A 1 F¢
EMESRA, EUEESE . ALY “cross talk”
ol B EVs (4245 EXOs) 7Rz s
T[] 43 6 I 75 224 40 i [ 3 15 9 2844 24, R,
B BT IR AR AN B B SRV T R AE R
T8 I SN AL AR R L 32 B R/ A e T R A
. MeAh, isshal ek EXOs BB 5 50, HA
W] 32 8l 77 XX EXOs g 22 4K, X nlfigsS
s, B R MAEFEREA . BT
I, A SO ZbE iz sl A W4z s B T X
EXOs s (F£1),
21 MRS 2SR

MR, SEE s {2t EXOs B, I3
SERMLARHLY . 2T AEIRACT . StAVER F1i shin
5, BAPEFEZIAEL—K20 min Jif5, TR
HEXOs BERCEH W4, H Alix. CD63 #il HSP70
GHRAMRBEETE ", Brahmer 55 * iR #
B, Z2tEE AT fiEsha, 2 EXOsfridE A
(CD9. CD63. CDS81. Flot-1, Alix, Tsgl0l %)
() 33k B A, B EXOs i Kovk i o i g A
1k OliveiraZs P % I Wistar K FR& 21k f1i28 50
Ja, SXTRRAA L, i EXOs #E K CD63 %
KRR ETHE, H CD63 F£ikkbiz shok B2 Wi Tt
P28 EXOs B T BB s sl B A 0. Ak, 2tk
fif J1izh )5, ki sh Gl /i EXOs 35 2.9 %,
H R WLEXOs bR 85 1 Alix 208 F R, Bz 2t a)
HEMAE I EXOs £t S BE 2 sy 7, X St
R AERT S sh T e HE EXOs Bk, FLrIREE
BREA G, HEEA TR EXOs it B E4 1.

PR, 2Pk 138 st nT AR PG P A e
YRR B AN . AN L LIV AR A B A
EREXOs P, fldn, AR B PEL —IK 60 min H
4TI, M 300 F & F BT . EXOs
EVs /K- 5 Fhi B8, Nair &5 5 313 0HE DL A AR
A LR B AE B RS RS, 1tk Fris
ST HEE 35 ¢ EXOs 28k, 5 A M EAR S
PEAHLLE, A 2550 0 A 55 M il EXOs Bl i 3%
O, P2 RNA M & B2 EXOs-miRNAs (£
§f miR-486-5p . miR-215-5p Al miR-941) 7K-F-HH i
FhEr, i EXOs-miR-151b B i [J A%, 4878 2 tkia
3l fig {& #F EXOs 1Y Bk, I 7T fig ek 28 Bt 26 4y o

miRNAs 7K F

BravEm Jisshz 4h, 2FFH IRV T 2Pl
iz 8% EXOs (5% . 141, Annibalini & ' LIAT
Bz 3 L TR MRS, R 2PEDTHE
B2 hF MK EXOs ¥ 7 24%, Uil 2bEdifliz
e fe ¥ EXOs B, (HH M 2 tdiblizsh 5
EXOs BIF5E i 20>, AHSCHLHMSASTE W, SRk nT
E— R AT LUESE — &R, BRILZ AN, IRF
WSR2k 1+ iz 2%t EXOs 52
1N Garner 55 " XF A AR AR B PEAT — IR S kT 1+
Vb 3h, 1835 3% EXOs B i W . it
Ak, Lovett % 2 XF ol ks 10 4F 5 1 2 1l 1
AT — TR UG L7 7 B ER A Ny MLE S R, 123
J5i 0~24 h NI % EXOs Bt Jo B & 78 Ak . U] 2t
"5z 5 EXOs B X R MR . — I
EXOsZBbmge iz sh iy, BaimER X, Ji—
TR e g AR B s, MR RS 2 5 2
B, MR EXOs & 4B RAS, 54 5 S20F
FEIFUESE
22 SMMESKEEE)

B b3k 2 s S EXOs RS2 2 4h, A iF5T
W3 T K i3 30 XF EXOs 9 52 m . )
Chaturvedi %5 > Xt db/db /)N k4T 8 J& it F1iz 50+
i, AR, SXTIAMLL, 2804001 Flot-1
I CD81 £ 1 & ik FFh ., $27R 18 3 ] fie ik
EXOs B it 5 4 W o FL Al A 9 52 30 T A AL Y AR
b 440l Castano 55 ¢ & B, 5 ] iR i B (] V)1 25
iz 8l J5 /N B 3K EXOs B i, CD63. CD9 Fil
HSP90 H H#E AT . Bei s ) WFgr£M, 23 JH
lEvkig ghs, /NEUMLE P EXOs £t 14 i 1.85 4% .
Z J5 38 11 IGF-1 00 71l AL 2l il 3 HOC2 4
M, 25, D HLERAEH EXOs £ Aok B B
Fhir. BEFERIA, iz shik n] g 2 P Rz AH 20 R ik
EXOs, Ma% “ R 4 J&T} Jriz shik s, 4588
WEB T EXOs B . DL bmrssdion, Kim 4
i A fiE ik EXOs Bl . (A BFFEHRIE T A —3K
(IZER . I, Hou 4§ ¥ X 75 4F B3 M8z o) Bt
MRz sh B veop B T L AESRIE I T, 45 R
B, PRZHTERA EXOs hife ¥ 7E 50~200 nm N, EH
EXOs Rife AL . P38, W DL R CD81 il
TsglOl FFHAHA WEZS (P>0.05), HIkiz
SHMLL, BaZIEH EXOs #5117 A miR-342-5p i
ETE RSN R SR — 3 XERK
I 732 ST {2 F EXOs RS, HH0E Rk i nT
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RETCIA A2k, DL EAFgR 3R], KIS Jisshnl i
F EXOs B, HEETS 51 & EXOs 548 i A7 4+ 1L,
HAES5LITHREA L a B, Bahh%in
5] BEAH AR G R AR AR L b, EXOsbr
HEHRIBRKIFBA—, #id, Chaturvedi %5 '
FIRC WL E FE R EXOs AR & 11, 1 Hou 25 47
W25 22 3 B0 IS K I T 5 . EXOs SRR . 43 2545
AR KT Bl 5 7R v] BR A R 2R

Fri J1izshéh, InA SR BBz st
EXOs M50 . #illn, Estebanez 2% S Xt &4 M
A E AT 8 btk s, SlZmitLt,
%k J5 & 4 I 3K EXOs #r i 82 1 (Flot-1, CD9.
CD81), CD14, VDAC1 K& EXOs#57 1 miR-146a-5p
T AL S X RRAA L, ZAFUIZ4 CD63
FORWFRRAG ., EARREE R, FoR Kz st
EXOs B, (H ] eIk ek AR HoBcm fn R/
Ah, BRIz 315 EXOs BYFRIA 20, AHEHLEI
AN B, R ok i IR AR 5T K I BB A2 3l X
EXOs 520, #F— 25 JH 3 EXOs 197 72 4E H & ]
AEMLEI

gilb, SR MEs (k) B HEA R
AR BE I EXOs 9T T, T RE 15 fd EXOs &/
WM. —H AT 2305 EXOs 5 Wil
W, MHXRMRSZEATT; 5 — g 5T
% WSR2 Ga g BT O . SRk T ik — 2L
RKARZ I B8R E S EXOs KR, Mis
SRS SR LR AR

3 ShMESAAE

UL/ 48 Bl AT % B AR B 5 A s (MPS)
Gk i e o A O A - sl ) il o
(MPB), 1&RUH 8% ALEF ik /b | 0] 21 4k IR B
Hauz, IWmBUEEaIUE R 5 )R R R —Fh
IS Y MOk Z W K, LDES
EXOs K%Y, HIALHIADA S . WA,
EXOs 1 2 52 E M X L AN, (SASP) (1) A A
FT, ErE G GE . MPB 5 MPS, RAE
P I PR T REH: LA 55 43 W E X X — 550 A% ZE i
WA MR R, B AN EXOs W K 5L
I TR ARIMCHRGEE T 52 IR ES R,
FEAM EXOs T A4 4IM, AP W5 EFE
kb, A3HE SA-B-Gal I HERG N . ple ik il K iiE
Notch il % = HtAh, ZAFTE I I EXOs i
FREAR, H Alix, TSGI101 2 F17835 W i FEA% B,

Bertoldi 45 "2 &L 21, 26 J #/N# 3 H #4571V
EXOs JF i F&A% . 7] WL EXOs 1] G2 5 WUME &
A, HS5FEB AL,
3.1 SMRMESERRMERE

IEHAFRA T, MPS 5 MPB AL T3 2516 5
MRHELRA T, MPB 2% T F1/o MPS T F44T
WA, SLEBEIT SRS 6 TR, FRiD
iE 5 WFSE M, EXOs Al e i JH T Sk AsmEL
Pt 3 98 it/ 1 i B/ 2L sh W R in A R AR (A
(PI3K/PKB/mTOR) i %2 5 B #E LAH AL 58 5 53
o Bhn, Kim% 59 R, C2C12 40 Bk it %
iE PE EXOs F£ /)N 1 0] 3% b B 17 06 1k & 1 3K
(AMPK) #1PI3K/PKB/mTOR i {545 i L4 i 53
1k, M F I8 Myogenin, MyoD, _iENLAZE %6 &
F-box (muscle atrophy F-box, MAFbx) ik, fi
EZELE K. HAb, MSCs K IE ) EXOs (MSCs-
EXOs) BRT/rdifid 7, #fbH A K H T
ZAN, INATIE AL 55 A WA A S R LA L T
PEE , ARAME: S MSCs-EXOs I 2 3 C2C12 4l i
o gd , IR B A 9T B & B MSCs-EXOs 34 Jin T
C2C12 4Hff A S Kl B B, JF 38 b
5 MyoG 1 MyoD1 21k . #JiB] EXOs A GEHI
55 MPB LAJE E 20 L4 5

miRNAs VE R —ZNYFEGIG RNA, KEZN
19~22 MR, 1T 38 o B ] 5 mRNA FEff 55
R E AR, W EEREE 25 5%
FHIRE ) o, WEE R, IS miRNAs 1] 58
Jit — [F 42 2% T EXOs 1 . miRNAs 4l miR-29b-3p.
miR-182 ZE[% T A ZUH i 3= 50 43 Wk =G A Z 51,
IRAI# EXOs ¥ B 2 2 R4, =5 40 a1 ) i
o B F, miR-29b-3p K E7E Z4E /N Bl
WU, i LA CEAE N A T Tt . Yang 55 72K
TUESEZE 46 ) C2C12 LA 43 W 1) EXOs 2 A &%
miR-29b-3p, &Ik 8 dJ5 EXOs N Y miR-29b-3p
KT . AT TR A gL H], 55 X IR 4 A
o, I3 EXOs-miR-29b-3p /K F-ThE B, UL EF
5E#EM, miR-29b-3p /7T EXOs N, HIHME L
STLEAEA T, IR A 7T Re b FLAb A 2Rk LA
B oy S E T e B a5 L. sk, Huson
A YRR BN, HIFEKRFAFE T C2C12 U ST IA Y
EXOs fig #5417 miR-182, A ¥4 {% Foxo3 {5, Jfl
il B85 L MAFbx LA PA48 8 1 (muscle finger
ring 1, MuRF1) fy#ik. AF55KM, miRNAfEMR
FEENVESAHIE S (MSTN) KB 53E46 %4
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kR, B, 33550 miR-34a i #li il MSTN &
PN PI3K/PKB 38 32 40, AN 2245 . ik —
AWEoE &I, EXOs #4711 miR-34a 0] FEAK 46 T
i (BMSC) AEPEIF sk 40 f 4k =, AL
i nT 5 EXOs-miR-34a i Sirt1 &3k, Ml
FAR A K. DL SR EXOs T BEHE A 1
T2 4 & A0 4 € 19 miRNAs I #% MPB % 4=,
AT e AL S B

Zi b, EXOs A] GBS B e ML/ i ik Y B
BT, HOATfgiE ) #E 1Y miRNAs 3% [ B HLA%
EMPB. 1 248 B LAY EXOs ¥ J3 S8k
Al BESE AR L/ E MPB BT 25 SR, R A ] %
AFFFT EXOs-miRNAs &35 MPB AU HLiHI .

32 SMMESRIE

EXOs 1B S 18] 15 5 2% 41 M S0 A 5% 1) B B2 2004
FESAE R Hh IR AT EHEAEH . 52 R, MSCs-
EXOs B3 F MELH MY S5 S ), AL AT Rg
J& i TLR2/4 (Toll like receptor 2/4) F1 MyDS88 {5
SWE. HAMRE SR, LA MSCs-EXOs ]
W mdx /N B B IIERR B [ RSN SEER IR IE
SET U SRR EXOs BERIE K B R A T At 42
-, JFTFRHANZE18/1B (IL-18/1B) . Caspase-1 55
RAE TR 2, BRILZ AN, WLAnfest + R AE
AR RE 201 ELVs, DT 91 #f g UL 400 it 1) 531k o
253 35 R FH TNF-o0 Fl INF-y BUE A0 B 5E 4 70K )
C2CI2WUE AR RAE, K73 519 ELVs 5 L4
Mo — [ W7, & B ELVs 3 1% T AMPK, p38
MAPK FIINK {55, [EE§ T PKB {55 L & -
& MAFbx fil MuRF1 3%, i # &MY ELVs il {i¢
PR SEAE , - a LA BV 534k, DA
e k4. L EWFSE i, EXOs 25 RAE &
Ao AN, EXOs #5471 miRNAs 8 45— 25552 1)
WL P R T L 21 e 4 B A= K I F- 21 (FGF21) |
JFAI AR N 45, S a Rk IRsg R, X nT
i EXOs & 55 KA A 25 5% . HEATXET
EXOs. WUDHE B RAE =& Z 181 6 RIS,
FHICHLRASIE T . T8 A, 2 ERR L
i AE AL R BORN S 9E 1 T 5 LA B EXOs B R D
Hik v Rez Z E R R, X1 EXOs 7E R AE
SN H A TR AR A 2%

Zi b, EXOsi#id#ii7 i miRNAE A G5 55
R PR AE 43 W R 55 MPB i 12 %% .
RN BRI REF 2 2 E AR A2, AdEHE
ANBIR TSR O FORN SAE 2N A T 85 LA S EXOs Bl

WA, X AT EXOs 7 A AT SO H A A 52
Ao HATIN, EXOs AIAE R —Fh G MU/ AE A
TR KM . B AHIIRITSY, EHE MR S EXOs £t
e BT R A WLRE I B TR R LB 225 SR s

4 SMMEFEZEBE G A EREEIER

WF9R KB, EXOs &3z g W ECIR A AL 1k
()3 PRI T ) . — 5T, EXOs A BE ELHEAEH]
TR y—Jrm, HonT s ad HE T ) miRNAs /)
IR R S52E48 . B MUTPE BTG L
RERART-BL, IRATEE EXOs 4M I S 250
KA e 1o, B EXOs 7838 BB 1A L AE R HL A
AN
4.1 EZHEIMAEIETHmIRNAsT SE AR
BABEE A iE

iz B HE - U /R H VT RE 5 EXOs #5747
) miRNAs £ 3¢ . EdRE, B LKL 532y
37, Hi— KPR R UESEEXOs N,
SC 1, EXOs Al 2o #5747 19 miRNAs ., B3R
MUA Wiz s R F NS R E (irisin) o Ji 44 p
2SR (BDNF) S8R ER . M5
JNIE 52 iz Bl a] I 45 AL 5 18 28 EXOs N 1Y 322 i
FImT

iz 3y n] HE A ) B 5 16 EXOs H1 1Y miRNAs,
AR A A ER . BTG ILE (3R
D)o EHTEIERY], WU/E R & LS EXOs i
) miRNAs 7K °F % UJ 41 ¢ . = 5¢ I, EXOs-
miRNAs W] ixf P45 S R A A B ] DI o
IR RIA, i, WangZ§ ' AN, EXOs
) miRNAs ({335 miR-133, miR-141%%) ] g7
FERFA, DI B s LAn A 5 5 ik . X
n, D'Souzadf ' BRI, FHAEHMMAT 1 KSR
[E#PEiz s, Bahar. J5 s sh)E 4 hRAESMUl K
e I A IS A6 ) miRNAs 7K A28 4k, 45 R 5%
W1, 29F miRNA 1, LA . 138 A1 EXOs 43 54
1A 84 9 ARE, FFan, Kot ik
] EXOs-miR-23a n] # i & #% )L MAFbx 1 MuRF1
ik, MWlZEg LA, nTi, Esh 2/
= E# EXOs-miRNAs 7K F-. 1L4h, EXOs it G
i LA FF 7 % miRNAs  ( FX myomiRs, ] 41l
miR-206, miR-146a. miR-1. miR-223), &% &
HEWIFEAS . Annibalini 55 ' JESETE 2 REEBH I
2% J5 miR-206 1 miR-146a /K B4 i - F+, R#H
EXOs #5717 (1) miRNAs 7E 12 2P JJL A8 R H 43 756
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A BN S A T AR [ EXOs-miRNAs
AETHE IR AR, S BTIE N AE

gi L, BsheENUE B A Sis s B
HE EXOs #£47 i) miRNAs 7 %, # EXOs #5747 i)
miRNA 7] g2z B G MV E AL 2 — . (H)2,
—7J5 T EXOs-miRNAs FZEAHXT F 5 5 75— &
Ti2 it i EXOs #5747 A9 miRNA AL #5554k T
MR B, R 06 T B sl 4 AT Fh A1 2URE K
EXOs. P Ff miRNA LA WLNAE B AH ARG
Wb, ANA TR
4.2 IEZhE MBS mIRNASTT 5 & B R
R LLRA & AL E

MPB 5 MPS Z [8] V-1 2% I 2 175 A LD E A L
iz —o B C IH48i8 3] e #F EXOs iR (I
2.1 % 22) . WFFE M, EXOs A B 238 i o7 4%
PI3K/PKB/mTOR i % Z 5 H 8 UL K 5245 .
n, Kim% 5 R, C2C12 40 B i) ELVs 1]
FEOE AMPK FI PI3K/PKB/mTOR i [ 345 s L4

M4y 4k, JF @ % T )8 Myogenin, MyoD A |- 1
MAFbx ik, fedF34 &4, FRILZAM, EXOstl
AL o HE A UE PR miRNAs 2 5845 MPB. 1E
PI3K/PKB/mTOR i i i 85 2K, XSk e sk H -+
3a (forkhead box O3, FoxO3a) fEAE K S ZE45 k&
VESCHEVER, JLrMESE AWSARHA RS (ALS) K&
ZRE AWK (UPS) FHCH 43 ik, Huson
SR R, HLEERIMA S C2C12 4HAR AT UL
EXOs BE#H miR-182 W3 FoxO3a 55, JEAMH
B # L MAFbx Il MuRF1 (3%, 4275 EXOs Al fE
A A7 25 T 2240 8 10T RS E B9 miRNAs, 18 #
PI3K/PKB/mTOR %, MM MPB.

Zi b, SEEHEN EXOs nf B A/ alm i 7 1)
miRNAs 41 5 PI3K/PKB/mTOR i f%, M ifi & 5
MPB, #f1fii ] 55 ILAMGE o % T EXOs 38 i3 #5417 (1
miRNAs 7E R 73 FALHS A B, SRk nT i —
RN L ANEES b LMAE, DL iR
PEUEA 2550

Table 1 Effect of excise of exosome

F1 BETIMBERIR N
GFNIES EXOs szl Rl TRy vk GFEES SCHR
el
EE B RaE Mg AR UIZEs),  UCHFT, NTA, PRI A120nm: (1) EXOs ™ BEjf2.765; (1) Flot-1, [20]
B (n=8, 90 min WB, gPCR Hsp/Hsc70. Tsgl0145 ©Omim 5 04%. (=) EXQs 00 min)
Ji>310
A LIEE 2kt 71323, PRI 164 nm; (1) EXOs ©O™™ Bj1.56%, (1) Flot-1.
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Abstract Sarcopenia is an aging syndrome characterized by progressive decline of skeletal muscle mass and
strength. It is a great significance to explore its pathogenesis for the treatment and prevention of sarcopenia.
Studies have shown that exosomes are closely related to sarcopenia, and may be a useful means of weakening/
preventing sarcopenia, but its underlying mechanism remains unclear. Recent studies have shown that exosomes
are rich in exerkines/cytokines, which not only participate in the “cross talk” between cells and tissues, but also
mediate many pathophysiological processes including the proliferation and differentiation of skeletal muscle cells.
Moreover, exercise can effectively improve sarcopenia by promoting the release of exosomes and regulating the
expression of miRNAs and/or proteins carried by exosomes. In this paper, we summarized the exosomes and their
biological characteristics, as well as the relationship between exosomes and sarcopenia. Firstly, exosomes
themselves or the carried mRNA are involved in the aging, promoting the secretion of inflammatory factors and
weakening the muscle protein breakdown (MPB) pathway, indicating the exosomes is important to improve the
pathology of sarcopenia. There is a strategy for delaying MPB in sarcopenia by increasing the concentration and
number of exosomes in skeletal muscle cells. Secondly, exosomes are closely associated with exercise. Both acute
and long-term endurance exercise may promote the release of exosomes and induce a “qualitative” change in
exosomes. Moreover, we also analyzed the influence of exercise on exosomes and its underlying mechanism. The
underlying mechanism is that exercise would improve skeletal muscle homeostasis through activation of
exosomes/exosomes-derived miRNAs or mediate protein degradation through activation of the PI3K/PKB/mTOR

pathway, ultimately weakening sarcopenia.
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