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AU Z AT SRR, mHS5 T 2F80E
AR P AR R MEVSH A BIER NS T B
PRI R RBE £, LA B A5 i A 4 P s s o M R 5
AR ) FAZ A P P 0 B A% N AR R TR T B R 4 i)
FEAPIRSE R 1, TR MSE45 H4 P 3 U0 3 ok T 3R IR
LB Y54, W2 1A R T 0 i S B 3 e )
(B, AMBAAREVsH RSF S/ —Fl, BAA KM
50%1200 nm A2 AR IELE R B R, A
[F) S AR R R S K TSR], AT 457 A [R] P 4 Jo f 5
BIAFE R Ee™ Y, BUAE R A N SN A S 5 4 B
R B AR B D A e A, ARk e 4 i P
TR B RTRORL N P T R 2 BELR, AR5 48 2 BEV AR P
5 0 L i TR L A R, X T A A,
T 9 U 2 A A 4 M 1) B DA 2 1 7 AU
B, HRSE I EANIMATE R, —M7E200 nm % ) Lum
Z I M 5 A A A — R LA AL I R R
PP b s RN RV 2 1) B S X R e A TR AR
Wz 7 AN, 5 Lt 40 D % A A e
FRAY A RAEVs & UL R R R REr): (1) Bkl
ZEELI PR B AIE VS R/ D (g, (i) ST
I DA AT AT B B A F2 (T2 Bhis Hi).

EVsu] LI 2 MRF R AEDD o0 1 ThAREER AR
R4k, H BRI IR T & A F ) Evshre
Mo+ 53T iz, JLT B A 288 0 40 B # 2 R i
Evs!' U e RO e s £ R A
vt ERBE RN E). EVs T BM B A A B, BRI
S, T LAS5 43 A P 43 A 400 P BT )4 S S M,
AT HE AR B 5 40 W 0 B KRR, AL T4 i
O /S U R SAVAY ST B PO R lutii); 0] B N}
FHEAEFH, 51RAS 580, 240 i P S R AR s
Yo AR, IR, U R B
NAERGHM. BV sl 4 1 4 A W0iE 1 2 SR BN R
fRIThig, 52 R R 220 e dn, 1878 4
ff(mesenchymal stem/stromal cells, MSCs)43#: FIEVs
AIHETT 2 FmiRNA, JHIE B miRNARR B /N R
Y, WS R T AR, (R S B R A 1
WAEPT, HUR 2 44 W I E V s 5 5 58 5 40 SR AN
MHC-Jk S &), AI#ECD4 MCDS™ T4, M E
Bl 38 SSE P 5 e 5 4 R 44 P B 3o 4 A
HHLR T FEE N T VIafIEVs, 3#0E PR 41 i
PAR-2{E 5%, FHUR M 4 B £ K FFHB-EGF

AT, SRR A BT R, Wt if /R R
JRIMEVs# i NADPHE L EEAINOA IR 1T, WA
B 4l caspase-3 (1 0E FIZ0 B 204 Btk BAAR,
EVsid i] DLid it 78 HL I8 45 74 38 1h 2208 I oA B B0s
AR, a0, I8 B A ISR PR 2 EVSTER N
SIRIT A A 5 1 g2 S 7,

EVSFrRIAEDER, MHAENEE . Rl
A AR LA R R AR Y, Ty
HEZFAFI A, BRIEE AT RSN, EVsti
2 AR 5 BRI 2 o L R g 2 P i AR
IS T 1 s T A B o AR A e

2 RS PRI R R S

IEHRN, UERESIiEL T —Fiahds
(P 2, B 2 %A R R 5 T A BT R G232 40,
F 2 A BRI T, AT ] R A S
() B R 2 i 1t 480 H 2 (reactive oxygen  spe-
cies, ROS), " AX i FEDNATE NI ATE L9501,
51 RS i S MR B Th e A . iR UL L
FER AR L PR B R SRR B R Z
F ML Z —. ROSHIFA R AT gE 5]k 2k A& A5
I, W AERFAORLAR IE % DI RE I mtDNAE AR, 2ok
MR AR BB AT A AR ) S 4R i 2%, L S ROS%EH
EH S (7= A AV BR B DIAHOC, T mtDNATR {47 206 5
E G2 OB AR E Nt B SUNTINGIE 237 22 At URcil-
CIIREIR, fs& SRR T, B ik E i peik
Bz AR A, 900 B R AT )R i o A
44-HNE, JGEIRE GRS By, wik—5i5%
T ) A AR A G BT, 51 R SR ) SR A5
G, FE AR E (b AR AR LT 4 BT R 2%
HEERIE (Alzheimer’s disease, AD)FIF 4 #x%E & 1E (Par-
kinson’s disease, PD)E 2 1140 i > LA K Bl ik e
44 P P9 2 40 R g 4 S o ) S B 1 e B
> SIENGE AR AR Cinks =

H T ROSE H H1 5 B BUm 1 ROBE 1, PRI R
BZMEEAEEER, A TRPIHEE, 8K
T SR I E AU LU R DY xR R
GrALFE IR IE AN NI VE P AR, T YRR BT A T
KN MBI R AR, LR RARRN
YA 2 E ALY B B (superoxide  dismutases,
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Figure 1 Microvesicles, exosome biogenesis, and common exosome contents

SOD). %A M(catalase, CAT). ARt H kA AL
YIl(glutathione peroxidase, GSH-Px)%5Y; kA%
£ AR BT E AT SROSH HAEH 2618 3 21
SRR, WIHAT . 4 BEMB-E b, 41
5 T A ) 2 A A A K C RN K B A A
T IR FRTR OS 32 2K Y5 4H i P4 Js = (AR
o S AW AR A J5 ), T DL P S L 2 b e
B T AL A .

SRR LT, A i A4S 2 A ROS™,
1B AR R R G ARG A ik A P iafE. oK
FRIROS AT B By A (Y, ROSHEIT A S AL
I R BURAE 5 RIS B, S8 I A B IR Rk, 3Rt
EALBTE RS, RS T R AR B i A Ak
FIRFEIHE 2 b gt i, BRIl e S
ROSHIF A, 3@ 247K FFIROS I ILPA 7 77 AR
WAz, H GROSHR R o I ) 2 6k -1 i JUL gt Bl 45
73, Bribz 4h, ROSIEZ SRR JRAA 2 o)
DA ) R A R e R R L TR 5 7
JiAA S, 25l KW, 7P A IR K EROS
SR, MROSTNEE 58, B H B . DNALL K40
MM PR B I A i A SO, A oy 15, R BUR
JRARIFET ), 78 S0 RS e J i A2 b, ROSTE N
KBS 50 FEREEME. R0, 2% ki
f(polymorphonuclear neutrophils, PMN)HJROSE i1
R, RAE SR I PMNG| K )AL BT 5 B
(R FT TR, (23 98 RE4H M0 28 5 9 B B s )l #8,
IR RSN VP B Ty A1 /1 BU R A4
1A Z2 I TROSTK 1) KR AT H i A 3 e L
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SR S E A B AT B B T SR,
FNRRI, ERLeIEAR, SN A BT m, (=2
5 i S AT K. 7E B B LA i A o, AR S ke 2
JE T i PR 52 A 5 A R T, ROS/RNSHT 4L
1] 47 1) UL PR - 200 . ) 40 P 355 5 B G T Ak AR 5 (L 4
RIEANL) K 2 M E S, HEAEEGEI TR
PIBI0 38 B0 B (JULE 9% AN L) 10 36 91 32 ) 4
F. 32 31 S f 0 28 70 T2 M A B B R 4 A it R
TERBROSZ 5. a5t 2, ROSH
SRR T EMME AR, AR TR R %
VEISTAE Byl & S Sl VN N IRzt O DNE |2
WL, 2k xtCa® M ik 22 B RROSHIAE K,
MG SN & A R RO FF A 1. 7EB 801
ANBRLAI R, 2R A 7= A2 IR OS VR K 22 S 8Unt L 4T 4
B A 2 I BRARLIA &, g2 BPTiR, Ak
BT B ALV R AR A RN, T AL R
R — XL T B,

3 JIRRAMERAT B P R R AR

EVs AR FR VS0 M AT H FRgu M FPR A, BLA
IRBIA AR, X [ E A A R EVs S F
HEE VIR, AMUEBVsEENE 2 574 B H Bk BiE FR
B2, H B BENSE TRV, ERER N
FRAEAEE AR IR AL T BRI R AL ], RS
AN FAE, T A B S PR R A A
I A 2 RT3 3 ] A A T Y T R 4 2 M E Vs R
T g R A B AR R B 2 1
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EVs, i H 3Rl i &8 R ROS K F & i e 28 1 H4
W AT Bk 2 4k, EVsiB ] BUE R840 R
Ja ZBREAE AR BN, T RO AR AR
WikrE4 .

EVs A #5717 3 a0 45 e H o A AL (glutathione
peroxidase, GPX). AWt IkS-#: 2 K (glutathione S-
transferase, GST). il % it H (peroxiredoxin,
PRDX). SODHMICAT#Z FiZ 5 | HEIER PN
7 EAn AR th Ry B RS E RS, A
R BCRAS T BT EL 40 B 2 WA I EVs# 77 2 Fh 5 5t
FACBI AR S BE, R PR LB A B e 52 AL RS |
TN SR, B T ARSI R AN, FEEVSs
WAL T 5ROSHI = A AH S FINADPHA S, H H.
S B FCIE B 7 H LN ADPH S B4k 46 1 5 277 4
ROS">™ i NADPHE MBS [ hIE & o S
HIEVs 58040 fu &t & 0T, thISFIEVsE R T E &m0 4
P= 2 B AR NIV R E Vs #NADPHZAAL
FERINOAREIL, w55 M 4l i caspase-3 B A4
F TR,

B VX H RN EEER, AT, EVsth
AJ DL i () A F W AL R AR R AR, B TR
FIEVsH UAE A& F AP 71 1 sk, o mfegm
Mgtz 5 B 2= A s0E R R E s, 4TS
A/ S 58RI R R K FRIA S 5407, 1]
BRI P T RGP, i, U Rk
TR EGHH  WAIE Vs, BRETTHHE e T #5H Brsafb
B4k, B A A T EALER I mRNA, 1855 P 4
PrE B FRak,  DATRIEAE FORS7 H fa 52 AL R 5 |
FERTE T, B S0 AL I 43 WA E V s T 45
TP WImiR-199a, miR-17% 18750 IF Th RE RIS B AH %
FImiRNA, 7] 95 55 584 S5 T M caspase 3/77 L, LA
)R FE 3o JULZR L g R R 2F e, B
BRSNS IEAL I I /N 43 W I E Vs, WU ] 3 it 5 oA
/MR CD361 45 4 fih )k MKK4/INK 215 544 5 31351k
SR/, H BACD36 RN i 19 22 2 B 4 i 1) 7 =X ot
RN TE=R TR ki

4 IHSMEERAE AR TERE M SR B 5 v
HOPE L]

WNETATIE, EVs5 AL Bk R AR Z M RN

e R EE EEIEH. TEVSI N &4 2 3
SR A A 1 R B AN AE FURAS Fr 2 1), RILEVS AT 7R
A AH G I 2 22 0 R AH S Hh DAAS [R] (R AL /i) = AR
YEH.

B IR 2% e BRI A — Fh 5 5 2 AH G I B M pp 2R AT
PRSI, FURFIE 1A 12 0 N A A D ReREAS. H AT A
1R8N, Y€ #E 2K A P(amyloid beta , AP)FIFL &R
FREL ) Taus FEBEER ML« RARFE R . AR HOR pf
2 JLACT A BEAEADII R L] e st /R 7. EVs
R PR PR 22 22 G0 4 I 1) 3845 1) B A, AT AL s
FEE G501, WOEZFE @, M sS40
MR AR, AR, ABATREEEVs W4T
farb o, JF HAEAD S KW s K IHEVsER
AR, Btz 4, BSCB IR BIEVs 5 RS A
EYIRAR, A WEVsTEAD AR ALH] A AT g 875
R .

WA AREF AL R 2 R W5 2 AR 4
IBAT MR, H AR BRASAE A i AR 9T B M o-
Rtz E A REM 5| K2 Biggem e st SN
NN % B RE AR U IR TS R, SECHILIE 3P
FAEIZ BN HEAARAERVEIR. AR KI, AT
B LR D REREAG TT 5] i o- R Ak 5 I IR IT S
AR LU KEVs W R, T 2 EVs ] e 5
PD 5|2 14 B 9 i S Wi AH 5615251,

1T 2S5 PR 42 5 32 2 A0 SG R AT PE A,
W 3 2 I 9 IR B 2R Ik Z BARHT. BE AT R, B R
PEIA R EVsHIZK T B 5 be fop 32 1) 165 NS &, T
HEVsH RS RESEORKPRAE T 8%, 15348
RET M AN TIXFEVSs, AN T E 4
e,

RFTJE AL, BEAE RSB R, SRR Bk EE Sk
(acute coronary syndrome, ACS)F) A I MEZR tH 21 M
P, AT TR I, ACSEE 1N 57 40 i 7E Bl Bk i A
A A AR B U1 S R B 1 1 2544 R 3 W I E Vs 1] 18
I 1 55K & 11 (angiotensin 11 )15 5 30 5 A0 IE 5
HUBHY 22 24 R v B (mitogen-activated  protein
kinase, MAPK)HMIi4 IR ULEE3 ¥ (phosphoinositide 3
kinase, PI3K)/Akt{5 ‘Ti@ %, 4k 5] E A 5 240 ) 5
1551

TES P E R, BT 4H B HE B 3 B e 7, S 2L
HAEAEEI M, BT 2 5] e 4 2 ROR 5 1 sk
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A MEE S EMEVSI i M Ih g, EILIREE R e
2 A E 2 MEVSY. R RN, B SR
PR B VSR IR I I A 0L 1R 2. R R4
P R A E R,

H <711 %% (osteoarthritis, OA)FZM | AERT %A
M, At 5GBS NBZOARF L. 1990~20194F,
ZERZOAFZI I NFOE N T 48%, HRWEAFZE L
TR, AR R JEUR B 6T 48 U A fs e R
Rz —, MEFRIIIGK, BRI RA Y
hn, X RRE TS MERR R PR g S
SRR AR S B AE M BB N B R g B OAR—
P A MR, TR E. e TE. #
M. RHRE. MRS A ENLA S e, A
R FCHE H, EVsTEOAM B fE i #2 o 5 JE 211
PER. Bltn, BCEanf. WoIEgiL. Mg, wE T
B HEFARRTES. WU AN Ay S &R AT LATE I I G H
SRUBEVS™ BURAS 5 AT BT EVS7E O A S ) 5 5 o
AR R RY (R 40 2 B A%, FTA 1 D09 R S5 1~ 16,
MR T OA & &Y, Sk B I 3 B2 4RI E Vsil
E AN E BRI p2 1) 2RI PR T 5 E 4l R T A AL L
BLHIRE ST, 1E 40 IROSHI & B3 N e & i S 41
R

H R 5 AT WEVsTE 2 Fi 5 S 4l 3 2 i #EAH
KB B T R A A AR D).

5 MMAMEAESAAUH R AL A A Y
Y& R BLH

EEMWA AR AR, EVsFFERIEE
HEMEH. BT BEERWENILFEA RSN, LR
BEWNESES, BRRNRATRR, S52M
HAMMP ALK b FTESRE. AP KTFEVs
TEHABAFHLA 2 58 AR AR AN R D
ILARIE.

oo JE AR/ A ()R DGR T I, 2L AR LI,
O EAH AN AT AE I EVs i) 22 53816 22 PP i T2 41 B K]
T AR A A ImiRNASE, DA 004 i o) A0 B2
B n AP, FE g T, ARk O LA U
A T Y B R AT AR TR VST T A HEROS I 28, 15
SB ¥R %409 (BM-derived mononuclear cell, BM-
MNC) 54k N 7 tH 41 (endothelial progenitor cell,

978

EPC), ATk It B A I i . i
S R AU S FRUAL ZER 11 IR 77 A U 1) 78 S 4 PR AT A= )
AR 2 DG T N ERITK A B 40 i (human  umbili-
cal vein endothelial cells, HUVEC){IE A Al ML TE X,
PRl 17 B RS AL B L/ PV (/R 453 1 o 1 A S
RUFT:, {3k R T it A 7 p”

KT k54 5 A FE RO W e rh, TR 78 53 T4
Jfl 53 WA BT EV's BLARAS B L2218 0 1 79 S Ak SO0 s i
S50, AR AT DLE A 5 4 v P A R R
1k, WO HIEEA A N, 0 R A A 7 A AR
/AN (i R

TE B MR BAE SR PR A, [RIAE AR 0t 9 R B
EVsZEHFER. BN BRI, HMSCsr il i)
EVsHAJ{E B AE D) o KT R R B, m) BRI i A 4%
T REE I mRNA, a3 T FCSZ 45 P 4 i 5087 a3k \ 48 i
R i, 5 — AR RR Y, EERIEMSCRTAE
EVs /7 EIGF-152 /AmRNA, [ 5 /N E 40 i 1) 5%
B R il 5 1 A A i mn ™,

BAE N PR PR Rairh, A 2R B3R
AR Z B4 T (neural stem cells, NSCs), fH#
220 BTV O A M A /D SR i I 44 i 359 el H A3 Ak T
' NADPHE L EE2(NADPH oxidase, NOX2)fiTAE
(IH, O, AT LA i 55 3l 9% B P TEN 48U A4, 2 175 117 48 PI3KY
Akt/mTORfE 5 # Fig4e, 1 N5 70 TR4E e+
4 f B 1 IE AR K 3 BE R w2 YR PR T R ) AR B AR
MO0 e g5 40 I () S FE AR R AR R, R4 A LA
EVSAEAE, WL ENOX2FI AL A5 5 % is 2405
BRAL, LA 20 B A AL P 8RR A AR
TSGR TR AR F YIS, B
R T IR Z TR ENOX2IEVs. X LEEVsi
HIZRERMANT S, SERERREE AT & A E
TR AAAN RS, PIBK/AKE 5% 5 FIBUS FIpH &
MR AR, B PUETINACTE AL B A R
RI, HUEAFI A RET S IR 2T A K B A
i 5 J A4 ),

10 A b R FEAE(EE Vs, A 0 90 i@ it 3% 5
F - AN R SR ) B ER R BR, B A P A 3R
F A0 B JE R ERAFAEEVSFE R 25 4, 17 HLIX 28 45 Ky R
EVsHICD63Fric 2 FH M. #F— B w7t &P, miR-
23a-3p 5F A0 AE K[ F-B(transforming growth factor P)
75 3 10 b B - [ 7 ot 4 2 A L 5 R ik 224K
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F 1 EVsH BEAE A MANTERZ R REAR IR B3 H AN R B LA = 2 o 4 A

Table 1 Possible roles of EVs through different mechanisms in diseases associated with oxidation and aging processes

532 MR 0 EVs /K5 % HRHAE TETE I FAL ] BEHR
EVsT L&A MR EBIk. M TTATMB UL AB, oABIIEVsH: /MK
s HERAMmMIRNA; FURZIGE  RAERIL, SR 5 DLARHE RS RAB, T
BT /R 2 M R AE B ANRRHEREVSHERZ 5 4iEBRIIAE R AR IE# A, ABATLATEAN [49,50,79,81,95]
FBEEEA SRR E . HE. GENER RN E B R BT AP); B
ST T 4 R 1 7 1R 25 141 5 B304 FRL 0 3 3 2 B0 T e 2 472
AL S 2R A Th R R e AKt/PKBAIEHRIT S A o- 2 il A% A
W4 AR L BT M TCANHE 3| R a- M 25 (R A AT R LR B I, B2 7 £ EVs [82,83]
W DS EVSHI 4 WM T 51 R 4 B 48R R
T2 SR 5 £ 3 LT AT 49 W I E Vs 3 B
B Sy FEAHCHUIN T AL AIREVsI B NI AL, SR AT O T
T 248 PR 4 il 3k, EVsHER RG5EA HI_E, AT RE S B e n; EVsien] [84]
197K A s S35 B AT B A LR LR A, AT
SN R TH A
FEL MG N IS IE Vs, ¥ SR8
P R 20 A R (TROSTIS A, RN T A28 P F
e B R B 2 . EVsHNADPHAELEE T EE 4l Py iz B4 — 4L % & ¥ (endothelial ni-
AR B ke 7 1 I P9 B2 Fid, eNOSHI T i tric oxide synthase, eNOS)f{IZRIE K-, #fil (831
HASHNOEEE; 18 EiEMAPKAIPI3K/
AR 1T 5 LA 1A B 2 ) 5
BREIREL T, B4R EIE Vs S i . 3@
BRI, mAEEL EEE ITEVSE & FimiRNAF D REPE R I #F2 3)
S ikl SAETR AW £ MEVs, EVsH SRZ0rh, WA SRAIIE HN RE . (55 [86~88]
LA HmIRNA K (RN 5505 5h, SeHURME ML A £ . B9 Iy 40
(TR AR B A F7 VR s S 2
e, s FEREERERE T e msenimn 2 e
B & Fil. EMEANM. AU magix DRI, NI 9 0 5 Iy WA, T % 4l [89~94]

o FImiR-1246

metalloproteinases, MMPs)

TRPUE RN BE ), 25 S LT

FUIRSG, T LA AE 1R 5258 1) BT 2R 40 B P A 26 1)
EVsHlZEZ A0 431 3 T (senescence-associated  secre-
tory phenotype, SASP)N| A AmiR-23a-3pfE i ~115
SRR 1 A AN R S R i R AR Bt R
INANIMAIE L TR B A, RS R & A AR
I KE R £ LR P AR B A AR A miR-15a-3p
i, EIEENOXS/ROSIE 5, #HINADPHAE L
Mg 451 FHUVECH] L& A A AEE, S8 N A&
Falon,

BB BIATUN. ) AT RE 15T i UL o 5 £
FNY, B EB G R R R A S S, X
MRS, LR R s R AT TR
Ca® [HREL, Ca® WS 2 25 I 385 28 A AR OS ) 7
A, KT RIS GTPase RhoA, MM it & F-Hlsh & (A
FEB AL BRI R BE 21, c2C124H
JL AT 3 WA mtDN A 2 Fi {5 5 B H IIEVs, 8k
DIREAH S 8 A HImtDNA [r) #EGE Hu e 72, DAPK S BE 40 g

{17 28 574 Th e 3 B V8 UL PR 2E R 4 4 15 1 i A L)
(32).

6 ZHMIAMEE LA I PR S AL LA

EVsH LUE# & AR AE 4 T ThEe R A F
R T HARYEEVs N S AL RO AN, HAEThag
W2 S BV LIS Wb S R
PR MR A T £ RO — R AT S T LA
H HTE VI RS FH 14 A3 B S RIS L AR 56 P 28,
TSNS B EEEVSTE FEAE S AL TR i T SR AT, LA
S SRSE AL REE SE IEV st It B L fl.

6.1  TZIMRIEAEV s 21 2 7 A B JC 20

7
EVsHAEMER, HAR Y KA DRE D Tia

B I )12 PR R 2 (S TR R, fE
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F 2 RTEVSIEARFRALR S 55 H L A A SR 72
Table 2 Related studies on the involvement of EVs in oxidation-related tissue regeneration of different tissues
R4 EVsfIRJ5 YEFA4N FEFIRLH hRE MR SR
\ \ LS R A AR AR SGIE BR300
OEFAIRE. OIEA N . AN O
N NPT LI PR R B S B R
O &éﬁﬂﬂ@\éﬁﬁgfﬁkﬁéﬁ o 1 R LA A T g ™RNA, IGF-1, TGF-B, VEGF [96]
i Ty B3 2 B M A B TmiRNA
- RN TEREROSIF A, 5 3 SR A% AN NADPHAE L,
i # P BT Sl W, 431 L P 1 3L eNOS, PI3K [76]
. - P FCCLI /E TP IT4EM  IL6ST/gp130, TNFRSF1A/
FAE MSCs A R LR TNFR1AICXCL2/MIP-27 £ [98]
e N AR 240 L 3 L R 47 40 D e T mRNA(IGF-1 receptor
i MsC HABAIR o Ui MR E MK mRNA), miRNA [99,100]
VBN AAALENOX 2RI AL B S
, " kg BITP13k/AKUMTORTE 55
FUEZEX B4 i NSC. &4l SR, ST A KRN T A NOX2, H,0, [102~105]
A AT ) T A
FRET 4E 41 il (human EVsKmiRNAM Sl 2440 i i #
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Research progress in extracellular vesicles involved in redox balance
during aging and regeneration
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Extracellular vesicles (EVs) are mediators of intercellular communication involved in the regulation of many physiological and
pathological processes. EVs are also potential biomarkers and therapeutic tools. However, it is necessary to study the molecular
mechanism of exosome-related effects before clinical application. The balance of the redox system is not only related to the
occurrence and progression of aging diseases but is also involved in the regulation of postinjury repair and tissue regeneration, which
is the central link between aging and regeneration. EVs and the active biological components they carry are sensitive to senescence,
regeneration, and oxidative stress. A change in EV contents or composition can trigger antioxidant and prooxidant reactions in target
cells, thus regulating the redox balance. This paper summarizes the current consensus in EV research, reviews related studies on the
participation of EVs in regulating redox balance in aging and regeneration-related pathological processes, and discusses the direction
and prospects for future clinical applications of EVs.
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