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FMELD HE®Y FERD $ALKY I M EZmL FHREP
(" bR R E KRB s AR A BE, dEaT 1000845 2 ARMAT 2 Beis shEE s Sl A b, AT 610041)

WE  WUPAE (sarcopenia) S LAB LB AL ZEA TR B RN FFIERU MR VLR SAE, BRI FRHILES T WL AE 4 BBy
SR BA R X MR, SMNIME (exosomes) SUMERERE], T BER—FIAT fi 09I 55/B6 T-BL, (EHALH]
R . AT, SMNBIAE Eis s /4 1, HAMUS SR S SRR S AR (cross talk), AMMF T
LA LR MO 55 A N 1 2o B B . e,z sl ] s (e R AN A B O I 55 S AR5 ) miRNAs
FI/EEE B RIR , NTTAEOSGE UE o AS SO N IAA R A= 12245 LA R SR A 55 LA 22 [ B OC 2R BEA T VA AN A 2

BEEIEIr TS S X SN R RS2 e SR RERLAT, DA UAE B B A SR BT i SR s

XA SN, miRNAs, B3, WUME, BFig, g
HESES G80.23

NSRS A R AER H 2R 0 I I — KPR, A
ARG, 2019 FE2RE AN EiK7.0312.
W 20204, rPECEIRIE AN 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 ] /&5t
Z—o WUDIE RGNS 20 . NI SR )
WL e, HEZRIE IS, a5
et T ER, SEZSHRUREENENA L.
B | BENIDIRE TR BMEIRE TS S UIAH
KB IR NUDRE () R LB S B 7 T B2 B
TR WU AE 0 G

b W K (exosomes, EXOs) & % W 1k
(endosome) B 73 WA 1) — K L Bl (nano-
vesicles) o BRI WFIERIT, E B WLAH AL 53 06 1)
EXOs K HAE 5 1) miRNAs 7] g 2 57 16 WL/ AE il 56
HE T, HA Bk HoA R e H 2 R A7 AR B
WL, SRR B A LA RE 38T 7 [ o)
Fh, HENEIRIAITT IVEAZG Y . WP EF-Boh
F, ABITFRGEERL, s SR — R B A WL
MARTB, IEBWZ 22500, Bit, 40
EXOs [ HiA= )24 551 LA B EXOs 5 WILANME 22 8] 1)
KAATHIRIL, S457F50Hriz shxt EXOs (5%
i) S HERT REAILA ,  LAIBI SR L/ A B 76 B AR5 1)
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EXOs Fe ¥l & TER S5 55 1 40 F 2140 M T 7
Wl B JREEREAE R, MUK 25 an.c
102 N o= 10 1 AN 2 5 10 O 15 1 1
(MSCs) 1 4% 40 i 45 ¥ 5 A7 B it EXOs 1Y fig
J1 70 MEEMSRA, FEFEIR . . i
W, MRV SR AW W R IR R 5 8] T EXOs 1 B
E 1 EXOs 2 F BN AR Ak gk
R IME, R/ANECHE —, EH#& R 30~150 nm
CEHEAAZ7100 nm), %8 1.10~1.18 kg/L ',
AL, EXOs WAL & KEM&E T, fEF. DNA,
mRNA . miRNA Fl19EZ# % RNA (non-coding RNA,
ncRNA) %5, Hr iy 8 1 BT 32 246 08 T AH G X
K2 EAE&EE x (Alix) . g3 & 5 101

w [FRARFIERES (31471133) FIAp e S e AR AL 55 2% &
W4 (2019PTO13, #:2020025, 20211014) FHIHH .
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(Tsgl01) . M #% # [ (clathrin) . %% & & 0/ (intraluminal vesicles, ILVs) %ﬂyi@ %N

(integrins) . VU 5 fi % i &8 11 (CD9. CD63.
CD81 F1CD82) . ¥EMi&E 1 (Flot-1) . #fKFiE
EmM)mwmmw%)&m%%iﬁaﬂ@Aﬁ
[ Ras #H ¢ GTPase T5 [ AB4E 151, HIiL&F £
BRI, Ui 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, HEEHHERICH

“exosomes” HIHK “small extracellular vesicles” .
1.2 SMNEREYIFHFE

Y], EXOs #\ h & —FP Al iEbr 0 AT
g —Fp oy (HEEIARFSE R, EXOs Al
P B IR (2455 mRNAs, miRNAs) . fHH
JOT IR IO 45 3% 1 40 o 5 240 BRI S Fe R B A
W, IFTIZ S 5L AU PR e Hid,
EXOs MVE 5 E-AR A0 DI BE AN TT 43, JH A
1, EXOsTERHAA I b AERF N MR RRRAS, 752
PRYNM B A HAE (cross talk) S 5400, 41
21 WEACH 2, EHS TR AN

EXOsi%ﬁif@ﬂﬂEEﬁﬁ%f%ﬂﬂ’] AL
i, R NEROGELM . S, EXOsZ&H
M ﬁi g & A ¥ (endosomal sorting complex

(multivesicular bodies, MVBs) !, Hiir, 55—k
WEATE B —Fh “FRIR™ B BUMRE" FE/NE; 55—
RN B TE IR I T TR /N 8t e AR
W MVBs, fm, ILVsifiid MVBs 5545
DU Ak i B 204 W0 R LA, B EXOs 242
IEAh, EXOs R Al 28l ESCRT AL 5158 |32k 1 A
JE B A 2R WM AR 0T, P fof 4 L P A PR o)
PERSE N B R 5 ILVs,  f 26 2E 08 i EXOs 115
TR, A3 E M MVBs 2 H LT A
R R, Bl G B 2 R R 3R (trans-
Golgi, TGN) Z5WIRTEIF, EASEIIARE
Wil I B B R A el S R AL S, SRS B EXOs &
Jak s Ak, MVBs 5 G B B 2 LA
KRR, HiZid P52/ T Rab GTPases Fil
mMmEé%%ﬁ%ﬁﬁoﬁEmmMmWﬁﬁ
B, SAEARAL R A A . L ZILL N A3 DA R B 55
I S 3EFT “cross talk” o EXOs [ “cross
talk” J7 =53 R 3l ‘?Qﬁiﬂﬁﬂjﬂcﬁﬁmﬂl & b kr
ﬁ‘@%%'—?ﬂ%l—iﬂfiﬁ WAL EXOs; c. Z&NL)E 1Y
EXOs 5 37 14 41 My B AE J5 76 58 240 M b e R ik
(B D) =200 mT W, — 5 T EXOs 7E hy OC 8 1Y
“cross talk” K, FrF BLE BN, FLE
5 H B4R K Re; 3 —J7 1, EXOs 2Lk

required for transport, ESCRT) £ 5t H 25 I hli - HHMOHRM Y ) A, NG BRA FH AR 2
Wik (ESE), B ESELMRNFEEMIEN®E  FAMEABR L RNA,
4 1
| bt '}\\ KLY .}“}
62:\ st 2 ,,
WA P i his i @
Rab B . 5 'é 4
\ \ -\ > =, AUBEA Y D a2
ESCRT+ESCRT-  # h *} N - L
\ SNARE a\ /
R/RER o < AR
sk | LN .
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Fig.1 The formation and biological function of EXOs

[29-31]

E1 EXOsHIF R R4 {ER 23
1o SSRGS 2. PRMEZR SR GRS, HEdNAETINEXOs; 3. WA ALIIEN; 4. TEAIIEBAN BN AR .



-494- LS S R R

Prog. Biochem. Biophys. 2022; 49 (3

2 SMMESiEEh

WK, —J7 1z 8 v A 5B 8% LA 5300
A A A5 3T (exerkine) , 4 ix 6 A 1 F¢
EMESRA, EUEESE . ALY “cross talk”
sl B EVs (4245 EXOs) 7Rz s A
T[] 43 W6 I 70 224 440 i [ 3 1 9 2844 24, R,
2B BT R AR A B B SRV T R AE AL
T8 I SN A AR R L 3 B R/ A e TR A
o b, isshal ek EXOs BB 5 50, HA
] i3z 8l 77 XX EXOs 52 M 22 4K, X nlfigsS
B, B R MAEFEREA . BT
I, A SO EbE iz sl A W3z s B T X
EXOs 152 (1),
21 MRS 2SR

WM, SkE sl {2if EXOs B, I3
SERMLIARHLY, 2T AEIRACT . StAVER F142 shif
5, BAPEFEZIAEZL—K20 min Jif5, TR
HEXOs BERCEH W4, H Alix, CD63 #il HSP70
GHRAMRBEETE ", Brahmer 5 * 57 #
B, Z2tEE AT iEsha, 2 EXOs iR A
(CD9. CD63. CDS81. Flot-1, Alix, Tsgl0l %)
() 33k B a8, B EXOs ¥ Kovk i g i @ A
1k OliveiraZs ) % I Wistar K FR& 21k f1i25h
Ja . SXTRRAA L, i EXOs #E K CD63 3
KRR ETHE, H CD63 F£ikkbiz shk 2 Wi T
P28 EXOs BT BB s sl B A 0. s, 2tk
fif J1izgh )5, Tk sh Gl /i EXOs 35 i 2.9 %,
H R WLEXOs bR 85 1 Alix 208 F R, Bz 2t a)
HEIMAE I EXOs £t S B 2 sy 7, X St
iR AERT S sh T e g EXOs Bk, FLrlfEE
BREA G, HEEA TR EXOs B E4 1.

PEdiE, 2k iz s el fE SRR Y G
YRR P B AN . AN L L/ IVER LA R AR B A
EREXOs P flln, AR B PEL —IK 60 min H
TTHERATIE, M 300 FE&E A F . EXOs
EVs /K B Fh B, Nair 2 5 m 3538 LA A AR
G LR B AE B RS RS, 1tk Fris
BT gz 35 ¢ EXOs 28k, 5 A M EARE R
PEAHLE, AU A2 4F 58 PE i K EXOs Bl ik 2
O, P2 RNA M & 8L 2K EXOs-miRNAs (£
§f miR-486-5p. miR-215-5p Al miR-941) 7K-F-BH i
FhE, T EXOs-miR-151b B i F& A%, #2/R 2 ttiz
Bl fig {¢ #F EXOs 1Y Bk, I 7T fig ok 248 Bt 28 4

miRNAs 7K F

BravEm JisshZz oh, FH IRV T 2Pl
iz 8% EXOs (5% . 141, Annibalini & ' LIAT
BBz 3 L T EB MRS, R ZPEDTH
B2 hF MK EXOs ¥ T 24%, Uil 2bEbifiliz
e fe ¥ EXOs B, (HH 2 tdiblizsh 5
EXOs BF5E it 20>, AHSCHLHMSASTE I, SRk nT
E— R AR LUESE — 8 R, BRILZ AN, IRF
WSR2k 1+ G iz 2%t EXOs 52
1N Garner 5§ " XF A AR T AR B PEA T — IR 2 kT 1+
Yz gh, 1835 3% EXOs B i W . it
Ak, Lovett % 2 Xf Toilll s 19 4F 5 1 2 1l 1
AT — TR PR L7 7 BRI Ny ME S B, 123
J&i 0~24 h NI % EXOs Bt Jo B & 78 Ak . U] 2t
B4z 5 EXOs B X R M AR . —
EXOsZBbnlge iz sh i, saimEA X, Ji—
TRl e g AR A s, MR MR HEUARA 2L 5 2
B, MR EXOs &4 RAS, 54 5 S20F
FEIIESE
22 SMMESKEEED

B b3k 2 s S EXOs RS 2 4h, A iF5T
W3 T K #4830 XF EXOs 9 52 i . )
Chaturvedi %5 '“*) X} db/db /N 3EAT 8 JE Tt 1112 8h T
i, AR, SXTIAMLL, 2804001 Flot-1
I CD81 £ 1 & ik F Fh i, $2/R 18 3 ] fie ik
EXOs B it 5 4 W o FL Al A 9 52 30 T A AL Y AR
b 144l Castano 55 ¢ & B, 5 S iR i B (] BRI 25
iz 8l J5 /N B 3K EXOs B i, CD63. CD9 Fil
HSP90 HH#E AT . Beids: ) Wfgr£M, 23 )H
lEvkig gh)a, /NEUML R P EXOs £t 14 i 1.85 % .
Z J5 538 11 IGF-1 0 71l AL 2l il 3 HOC2 4
Mo, 25, D HLERAEH EXOs £ Aok B B
Fhir . BEIERI, iz shik n] g 2 P Rz AH 20 i R ik
EXOs, Ma%§ “ R 4 J&T Jriz shik s, 4588
WEB T EXOs B . DL barssdis, Km 1
iz Al fiE ik EXOs Bl . (A BFEdiRiE T A —3K
IZET . B, Hou s ¥ X5 4F B3 M Sz o) Bt
MRz s B Pee B T L AESRIE I 2 T, 45 R
B, PREHTERS EXOs hif2 ¥ 7E 50~200 nm N,
EXOs Rt AL . 3%, W B DL R CD81 il
Tsgl0l FEHAHA WEZS (P>0.05), HIEiz
SEMLL, BaZIEH EXOs #5717 i miR-342-5p i
ETE RSN AR SRR 3. XERK
I 732 ST A2 F EXOs B, HH0E Rk i nT



2022; 49 (3

W&, & BEhEIDERTANERT R R -495-

RETCHA A2k, DL EAFgR 3R], KIS Jisshnl i
F EXOs B, HEET 51 K& EXOs &A% i A7 4+ 13,
HAE 5T REA L a s, Bahh%in
5] BEAH AR G R AR AR L ; b, EXOsbr
HEHRIBKFBA—, #id, Chaturvedi 5§ '
IR WL E FE R EXOs fR i & 11, 1 Hou 25 47
W28 22 3 B0 IS K I T 5 . EXOs SRR . 43 2545
AR BT Bl S5 7R ] BE AR 0 R 2

Brii J1iz shah, IRA PRI Bl %f
EXOs M50 . filln, Estebanez 2% S Xt &4 M
A E AT 8 Ptk s, SUlZmitLt,
%k J5 % 4 I 3K EXOs #r i &2 1 (Flot-1, CD9.
CD81). CD14, VDAC1 K EXOs#H miR-146a-5p
T EARE; S x RAA L, ZAFUIZ4 CD63
FR W FRRAR ., EARREE R, FoR Kz shiet
EXOs B, (H ] gEJC ik el AR HoBc f R /e I
Ah, BRTHiBHIE 315 EXOs BYFRIE 20, AHCHLEI
AN BB, 50 SR AT IR AR 5% 4 01 it B3z 2 Xt
EXOs 520, #F— 25 JH 3 EXOs i1 72 4E H & ]
REMLE

gilb, SR MEs () B HEA R
AR BE I EXOs 9T T, T RE 15 fd EXOs &/
AR WAF PRI . — T2 815 EXOs W5 Wil
W, MHXRMRSZEATE; 5 — ] g5t
%, WSR2 MGz gl AT 0. SRk T ik — 21
RAFEZE R EahEE S EXOs R R, Hia
SIS SR LR A

3 ShMESAAE

UL/ $8 Bl AT % B AR B 8 A i (MPS)
Goak i e o N O A - sl il
(MPB), 1& R H 8% ALEF ik /b | 0] 21 4k IR B
Hauz, IWmBUEEaIUE R 5 )R R R —Fh
IS Y MOk W K, DLDES
EXOs K%Y, HIALHIADA RS . WAy,
EXOs 1 R 52 E MK L AN, (SASP) (1) A A
FT, R A G . MPB 5 MPS . RE
P I PR T REH: LA 55 43 W E A X — 50 A% i
WA MR R, B AN IMK EXOs W K 5L
I TR RIMCEHRGEE T 5 2RISR,
TEAM EXOs T A4, AP W5 FE
kb, A4 SA-B-Gal I RGN . ple ik bl K iiE
Notch# % = MtAh, ZAFTE I NG EXOs i
FREAR, H Alix. TSGI101 25 17835 W i FEA% B,

Bertoldi 45 "2 &L 21, 26 1 #/NE#E 3 H #5/1NBL
EXOs JF i B, 7] WL EXOs 1] G5 5 WLME &
A, HSFEB AL,
3.1 MRS ERRERE

IEHAFIRA T, MPS 5 MPB AL T3 2516 ;
MR, MPB 54 Ft i Fl/5L MPS T [5254T
WA, SLEEEIUT SRS 6 R, BRI
iE 5 WFFE M, EXOs Al e i P4 S AsmEL
B 3 VAR B B EL A R s R R A
(PI3K/PKB/mTOR) i %2 5 B # LAH AL 58 5 53
o Blhn, Kim%E 59 R, C2C12 40 Bk it %
$iE PE EXOs #£ /N 1 0] 1% b B 17 36 1 & 1 3
(AMPK) #1PI3K/PKB/mTOR i 535 i L4 i 53
1k, MM T & Myogenin, MyoD, FiELAZESE &
F-box (muscle atrophy F-box, MAFbx) F£ik, fi
HEZELE K. HA, MSCs K E ) EXOs (MSCs-
EXOs) BRT /a7, ik FmA K H T
ZHN, INATIE AL 55 A WA A S LA L T
PEE , ARAME: S MSCs-EXOs Al 2 3 C2C12 4l i
Ko gd , IR A 9T B & B MSCs-EXOs 34 Jin T
C2C12 4Hff A S X s B A, JF 38 1
8 MyoG Fil MyoD1 335 *°, UiH] EXOs 7 fig Hil
55 MPB A2 E 20 L3 5

miRNAs VE R —Z/NYFESIG RNA, KEZN
19~22 MR, 1T 3E A B I 5 mRNA FEff 55
R E AR, W EEREE 255
SHIRE ) P, WFFE R, JEES miRNAs 7] 58
Jit — [F 42 2% T EXOs 1 . miRNAs 4l miR-29b-3p.
miR-182 F5 (% 1 M AL 240 i 3= 8 53 W R AF A Z 5b
IRFI 8 EXOs ¥ 8 2 2 R4, =5 40 Ma 18] i) i
o R, miR-29b-3p K E7E Z4E /N B #
WLL 3R VL S CEAE NTh A BT s . Yang 55 P72
TUESEZE 46 ) C2C12 LA 43 W 1 EXOs & 4 &
miR-29b-3p, &Pk 8 dJi EXOs N i miR-29b-3p
KT . AR TR A LR F], 55 X IR 4 A
o, I3 EXOs-miR-29b-3p /K F-THE B, UL EF
5E4EH, miR-29b-3p /7T EXOs N, HIHME L
SPEAEA T, IR A 7T Re b LA 2Rk L
By S E T e B a5 L. sk, Huson
BRI R, HBFEORMATE T C2C 12 44 I Y
EXOs fig #5417 miR-182, AJ 4% Foxo3 {5, il
il B8 L MAFbx LN PA48 8 1 (muscle finger
ring 1, MuRF1) fy#ik. AF55KM, miRNAGEMR
FEENVE SAHIE S (MSTN) KB 5345 %4
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HkE, B, 33550 miR-34a i #li il MSTN 2
PN PI3K/PKB 38 32 40, AN 2245 . ik —
AWEIE &I, EXOs #4711 miR-34a 0] FEAK 48 T
i (BMSC) AYEPEIF sk 40 f 4k =, AL
i nT 5 EXOs-miR-34a i Sirt1 Fe3k, M #0l
FEAR A K. DL SR EXOs T BEHEA A 1
T2 4 & A 04 € 19 miRNAs I #% MPB % 4=,
AT e L/ S B

Zi b, EXOs A] GBS B e ML/ ik Y B
BT, HOATfEiE ) 5 1Y miRNAs 3% 4 B HLA%
EMPB. 1 248 B LAY EXOs ¥ J3 K8k
Al ESE AE R L/ E MPB B 25 SR, Bk A ] %
AFFFE EXOs-miRNAs &35 MPB AU HLiI
32 SMMESRILE

EXOs 1B 18 15 5 2 41 i S A 5% 1) B B2 204
FESAE R Th IR AT EHEAEH . 52 R, MSCs-
EXOs A3 F MEAH MY 25 S ), AL AT g
J& M1 TLR2/4 (Toll like receptor 2/4) F1 MyDS88 {5
SRE. HAMRE SR, LA MSCs-EXOs 1]
WS mdx /N B B SIERR B Y RSN SEER IR IE
STV SRR ) EXOs RERIE K B R A T I 42
-, JFTFIRANZE18/1B (IL-18/1B) . Caspase-1 55
RAE R T FRIR 2, BRILZ AN, WA st + R AE
AR RE 20U ELVs, DT 91 a1 g UL 200 it 1) 531k o
243 15 R F TNF-o0 Fl INF-y BUE A0 B¢ 4 7L )
C2CI2 WUE AR RAE, P73 2519 ELVs 5 L4
Mo — [ W7, & B ELVs 3 1% T AMPK, p38
MAPK FIINK {55, [EIEH T PKB {55 L & -
& MAFbx il MuRF1 3%, B & M9 ELVs T {i¢
PN AAE , a5 LA BV 34k, DA
e k4. DL EWFSE Ui, EXOs 25 Rk A
Ao AN, EXOs 47 1 miRNAs 7 45— 25552 1)
WL P R T L 21 e 4 B A= K I F- 21 (FGF21)
JFAI AR 55, S a RIS, X T
i EXOs & 55 KA A 252 % . HEATXET
EXOs. WUDHE B RAE =& Z 18] 6 RIS,
FHICHLRASIE T . T8 A, 2R ERR LA
i AE AL R ORN S 9E 1 T 5 LA B EXOs Y R D
Hif v ReZz ZE R R, X1 EXOs 7E R AE
SN H TR AR A 2%

Zi b, EXOsiBid#ii7 I miRNAS A G5 55
R AP R AE 4 W R 55 MPB i 12 %% .
RN BN REFN 2 2 E AR A2, A4EE
ANBIR TSR O FORN S AE 2N (A T 85 LA S EXOs Bl

WA, X AT EXOs 7E A AT SO H A A &2
Ao HATIN, EXOs AIAE R —Fh G MU/ E A
TR KM . B AHTIRITSY, EHE MR S EXOs £t
e B2 T R A WLRE I B TR SR LB 275 SR s .

4 SMMEFEZEBE G EREEIER

WF9E R, EXOs &1z g MRS AL 1k
()3 PRI T ) . — 5T, EXOs A BE ELHEAEH]
FTEAAL; y—Jrm, HonT s ad #E T ) miRNAs /)
IR R S2E48 . B MUTPE BTG AL
RERART-BL, IRATEE EXOs 4RI 2540
) K % e 1o, B EXOs 7838 BB 1A L E R HL
AN
4.1 IEZHEIMAEIETHmIRNAsT SE AL
BABEE A iE

iz B HE - U /R H VT B 5 EXOs #5447
) miRNAs /7 3¢ . EdRE, B LKL 0] 532y
37, Hi— KPR R UESEEXOs N,
SE 1, EXOs Al o #5747 19 miRNAs . B3R
MUA Wiz s R F NS R ZE (irisin) o Ji 44
2SR (BDNF) SF R VER . M5
JNUE 52 iz Bl a] I8 45 AL 5 8 28 EXOs N 1Y 322 i
FImT

iz 3y v] HE A ) B3 16 EXOs H1 1Y miRNAs,
AR AL A AR, IR IGILE (3R
D)o EHTEIERYT, WU/E R &L EXOs i
) miRNAs 7K °F % UJ 4 ¢ . = 5¢ I, EXOs-
miRNAs FJ 3 ixf P42 5 S R A A BRI, DI o
IR RIA, i, WangZ§ ' AN, EXOs
) miRNAs (335 miR-133, miR-141%%) ] g7
FERFA, DA B LA A 5 5 ik . X
n, D'Souza®f ' BRI, FHAEHMMAT 1 KSR
[E#PEiz s, ZahaT. 5 REsh)E 4 hRAESMUl K
4 I AR IS G ) miRNAs 7K 284k, 45 R 5%
W1, 29F miRNA 1, LA . I3 A1 EXOs 43 54
1A 84 9 ARE . FFan, Kot ok
] EXOs-miR-23a A] # il & #% )L MAFbx 1 MuRF1
Ik, MWlZEg LA, nTi, Eoh /DR iE
= # EXOs-miRNAs 7K F-. 1L4h, EXOs ik e
i LA FF 7 E miRNAs  ( #% myomiRs, ] 41l
miR-206, miR-146a. miR-1. miR-223), &% &
HEWIFRAS . Annibalini 55 ' JESEAE 2 REEBH I
2% J5 miR-206 1 miR-146a /K FBH & - F+, =R H
EXOs #5717 (1) miRNAs 7E 12 2P JJL A 38 R H 473 356
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AR BN S A T AR [ EXOs-miRNAs
AT R I RE AR, S BE N AE

gi b, BsheENUE E A Sis s B
HE EXOs #£ 47 i) miRNAs 7 %, # EXOs #5747 i)
miRNA 7] g2z 3B ia MV E AL 2 — . (H)2,
—7J5 T EXOs-miRNAs FZEAHXT F 5 5 75— %
Ti2 it i EXOs #47 A9 miRNA AL #5554k T
MR B, R 06 T iB sl 4 AT Fh AL 2URE K
EXOs. P F miRNA LA HLNAE B AR SCAIFSE
Wb, AT EEE
4.2 IEZhEEIMNBEET I 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 IH488 3] ek EXOs iy B (I
2.1 % 22) . WFFEEEM, EXOs A B 238 i I 4%
PI3K/PKB/mTOR i % Z 5 H 8 UL K 5245 .
fn, Kim% 5 B, C2C12 40 B ELVs 1]
FEIOE AMPK FI PI3K/PKB/mTOR 3 4 45 i L4

M 434k, JF @ % T )8 Myogenin, MyoD ;& |- i
MAFbx ik, fedF#E4 %4, FRILZAM, EXOst
AL o HE AR BA miRNAs 2 5845 MPB. 1E
PI3K/PKB/mTOR if % i 85 2L, Xk e sk H -+
3a (forkhead box O3, FoxO3a) fEAE K SZE4iT k&
FEOCHEVER , JLRTfE i A A A R4 (ALS) M
ZRE AWM (UPS) FHCH 431k, Huson
MR R, HWEERIMA S C2C12 4HAR AT UL
EXOs BE#7H miR-182 W FoxO3a 55, JHAMH
B # L MAFbx Il MuRF1 (93 3ik, 4275 EXOs Al fE
A 47 25 T 2240 10T RR E B9 miRNAs, 182
PI3K/PKB/mTOR %, MM MPB.

ZE b, SEEHEN EXOs nf B R A/alm i 7 1)
miRNAs 41 5 PI3K/PKB/mTOR i %, Mifii 2 5
MPB, #f1fii ] 55 ILAME o % T EXOs 38 i #5747 (1
miRNAs 7E R 73 FALHM AR B, SRk nT i —
RN . ANEES b LMAE, D ILEB iR
PEUEA 250

Table 1 Effect of excise of exosome

F1 BETIMBERIR N
GFRIES EXOs szl Rl TRy vk [GiFEES SCHR
e
WEE e Mg AR UIEs),  UCHFT, NTA, PRI AN120nm: (1) EXOs ™ BEjf2.765; (1) Flot-1. [20]
B (n=8, 90 min WB, gPCR Hsp/Hsc70. Tsgl0145 ©Omim 5 24%. (=) EXQs 00 mn)
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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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