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(B E HBris ARl 0T, i 200438; 2 LiE IR F Bz sl R R AL, L 200438;
P LA E S pE s R R D, B 200438)

R B X K (osteoarthritis, OA) & —AF1Z M X T vk m, FAFAEA X ARE 9B, &K,
WEARE TR A, PEYREANAZTRE. CHAREY, OA L AIG L5 Fh. XT 4
MAFEN, KERFIZIE. RBERAE. X PAMGAH L. R, EEARL ARG & KT EBRE.
IR A AR I, fafe sk i (extracellular vesicles, EVs)A= B & EOAR) X A& & R b A2 3| & Z-091%
), a2 A % T 60A, Bk, 2 INKF @i, 7 e ) % T itk R ¢9EVsE
OAMKRE mf03GFA. LT 69 VE R A B iR 3R mIAR S 5 A BB &, A A EOA T 69 R AT
Bt e, AR A OA G5 W A6 I7 FRA 7R 64 B AR B Ao vT 68 69 B2 ) R 9,
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Abstract Osteoarthritis (OA) is a chronic joint disease characterized by the degeneration and loss of
articular cartilage, synovial and subchondral bone hyperplasia, which seriously affect the quality of patients
life. Previous studies have shown that the pathogenesis of OA is related to age, joint biomechanical changes,
inflammatory factor erosion, immune response and joint trauma. However, the specific pathogenesis of OA has not
been explained. Recent studies have found that both extracellular vesicles (EVs) and autophagy play important role
in the proliferation and homeostasis of OA, but lack systematic and completely discussion. Therefore, in this work,
the effect on the proliferation and differentiation of OA chondrocytes and autophagy to regulate the homeostasis of
chondrocytes of EVs, which derive from chondrocytes, synovial cells and mesenchymal stem cells are reviewed.
We aims to review the latest research progress in OA from the aspect of EVs and autophagy, which may provide
possible theoretical basis and strategies for the diagnosis and treatment of OA.
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H AN JRAT R B R B, B NOAK R
HRHIE22%, HH6s5% UL E2FENKBEERD EAR
49%5, KEM ALK, OA KIFHLE] 5FR. K
AR RAER TR IR KRS
B A O, (R BAR R A WL AT 75 12— i
BT AR BRI A B, HIRyT FBMAAAET . 4
T, £EXFOARIIGIT 43 AR ST 16T AT ARG IT P A,
W 2 K H A2 FoEAL, A ReIa &, BREITEH
BUOK, E#HZ R E#, fFERK S, £ 2,
G TR S5 W . DRIk, 4 THDE ) BT FLO A ) A0
BLA, AIH G R A RE . I Ak, 4Rk
H% it (extracellular vesicies, EVs)Al H Wi XTOATE N [
X2 R R EEAE R ORI T R 34 R, X NOA B
BRI TT A

1 BXTREMMEINER
1.1 ZHRESNFEIORLE S ThEE

E Vs 48 il 73 WA IR B e B TORE, |2 A7 AE T 4H.
2l ARV AN IR, EVsh] BLH 2R 7 N E
BN 7y B8, AT 2 AR 2 B4k 5 B Rl & Je
B, H AT, EVREUr v =28 SB138 i o i el 2
A W ZE PR AR B BOE/ARORE/ Y AR (microvesicle, MV),
H & N100~1 000 nm; ZHIIE &2 4k W 1K (exosome,
EXOs), #& H B4/ T 100 nmf) % 28 fl & B = A
FEISEE P T2 /MA (apoptotic bodies, ABs), RIFE T
TR R FE T

H 19644F 15 XA R I LA, Bk 8k 22 i i 78 E
S, EVss& 4 [A]C BR B9 5 S AL 2 I Bk, A7 g2
PIRAE I AR B FE B AR E RRIEN. EVs
AL AL A 5 0 TR i s A BT B
mRNA. miRNA. DNAFIJGR), 7 H I FEA7AE
—EePifR, —J5 T, EVsT] LLUE S AR E RS S
R AR R EAE L 5 —J7 1, & nl S 4 i R Rl
BHE 5 7> TR B A M BT b, AT BB O s ]
ML N AR RS Z I8 & . LAk, EVsH] LUl it A &
()77 2CHE N SR FL N RS T R4 s
I, EVs/& AR 1 X 20 [a] 38 7R 52, 6 AT IR A
FATREAF BB Bra &I
1.2 ZApEShEE AT B KT R RIS

RAE19694F, AR AR KM, AKX BB
B oy i — PR IR R AU BV, fA7E T 30E W 851k
F Y VA=W (S AE I R €T ARGy u o S =

JHO A 2 M SR VR AT E Vs M i 40 22 S5 (extracellular
matrix, ECM)H WIS TG ML R 35 A4S, R )5 76 5 i
WAL R R B KA AR . Bl S, ECMH )32 ik g%
KA AR TR BE— gk, mZ&TEEEE". BT
EVst &7 2 M AE KB - MR A i, Wl RS kKA
AL R 50, B, A R S,
EVsH 62 5 ML il BCE 20 i A RS 40 1 1 2
o TSR, BCE A0 AR T8 52 6 R ) 78 5T T 40 e
(mesenchymal stem cells, MSCs){EOA [ & 42 K J&
FR1E T B e ik 52, FL 70t 0 40 B b 28 v 7
RAE T AN EBR A 1E T,
1.2.1 AP 3F @R R o) ook £ hst B AP K
a9 Ve A B R R BRI N HCE 40T RE 5
FEI R HERL . KTERA —EMRL)
BEAR R G5 K 9 R TG B IR B 2 A I 55, By 1k <15 1]
() BE TR, S AR B AR . BRI FAE Bl 1)
AN . SRR D RE R T AR EE B Al
T AERR IR AR BRAR, B, Hoar b AR
R EE ELHERE R 515 BCH 1 D RELR T 52 MR- 5% 57 R ik
g,

KT F i (articular cartilage vesicles, ACVs)
Je I B8 B ST B0 DA 28 7 2000 Wk 1 B HEE Vs,
FLARAES50~250 nm, B IE I A RIK. ACVsEA]
B R 28 B3 B 01 BCE T R BN, B DS B IE
SEAAFAE T IEH KT HCE U, ACVsH & A 41
SN RS BEARGE G E A BRI 4 (R
B EE)5. Hd, ACVsER T ERK & ¥ R
FRPEES SRR AL, 38 S IR R PR ) S
A ALEAMA B, JE AT I R RN AR S A
5T A S I IE R AR ) SR AL A AR A,
HRTREEW AT FROPEARESER
K, e 22 3 SRBE Rk A B PR AR ) — AR B4R
Fro B R 9 LI, BT PR Al B R TR AC Vs ] EL#%
50RO A SO, 3 ORGP IE R,
KA, OA M) KR AT SER 55 POB JEMHIRE N, R,
SR B FEL R I CR 4, PR HEOAR)
RIE
122 BBk 6wt £ axt B X H K ek
A ERE RS T, SRR
TE R AR A Hod, AR
Fo RSG iS22 R B K A R A, e 4 5 557 IR Tl e
(R EE B LG5 K. —T7 T, VR TR AT DL A T v
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TR, P RS BEAR, 53— U7 H, T R AE M A 2 0 ik
R PR 205 DR (R OE FH G T5 d4R

T B AR 23 WA I EVs 5 3 E 4 73 WA R AC Vs
T &5 53 AN [E]PY, 3% W0 B 28 Y AN [6] B 3 WA FRIE Vs
WANE] o W IR WA EVS BT FH T4 ) B 2 14 %
I3, 0SS AR ST 28 RN D AR R M ST R
EH L HED, T8 53 W BIEVSTE B J% 15 28 1 A7 75 5
SEAEF o BIFFT IR, B ORI 5 M Vi B 24 ke U )
EVsIIH ik, 82 L5 B0 P B s i, ot
SO0 3B 4 () BE DR R IA S TR I E Vs AT
RE LR TV 5 200 P B A M, L T 2 9
WL HARFERIZE, OABE I IRBERIEIIEVSs
Fr & miRNA H B 145 5 14 1 AR AP, A7 78 Ve ) 22
5, Heon M ZR AT BEAEMIRNA ) 2Rk H 43 i 36 &1 2
Bt Hmith, AR BB 4E B A #E I AEOA
KIEHEEAEH, HmiRNAT GE2O0ART Y r &
.
1.2.3 [ AR F e ok o s st st B A K
atER  MSCsRETHFIRMELEN G, BT 2
RET- 20, A4 A0 70 B R a8 SR AT 35 5% R AT A o
YA BSR4 B R 20 PR, AR 22 AR S A IR
I7 BOR 5 CIAIE I X OA B 1B A BRI AT P29,

MSCs 7 ¥ (FIEVSE 511 8RR K 5 MOARE RS
HORE T EERIEA. Lucienne®5E™R I, H i 7]
7L T 412 (bone marrow mesenchymal stem cells,
BMSCs) 43 WA (TE Vs 1] #11 il] 28 AE A 5T %) 3K 1 A2 45 1
R, HAR AR SN R A . BRI, EVsH T
TN AN IR XTOA R B T 177 18 AT BRI AE P £E
OA/IN B 15 NV B BMSCs 73 WA 1) 3 RN 28 Hr A4 AT
B AN I IR B 5 T O0A, HE— P IESCEVs ] g &
MSCsK # R4 1F F 1 32 Z syt BL BB 5E A)
PAUE B, MSCs 4 i E Vs AJ V£ HOAF LAY
ORI

gk LRIk, EVsITi2 2 5 T OAM K4 K e it
T, I R B AR W A SR AIMS C s34 m] 43k
EVsH g 2 CHMEAE R . BRIk, AR EVs A
FE R R I, FLR S B DT 2 (AL i FU ARG YT
OAMA Rl S .

2 BRTREB8E
2.1 BERThEERIER
FREVsHN, BWER ) 225 T i E i1E B

&3, TEAERE IE W A RFRAS M R R I S B .
WS 7E 5 b SR A T 5 5 11 1 B RS 1R 20 AR
W, EIEFHELT, G2 R 0E A M
T R4 M 25 % B B WA, B R A S I R AR Bl S
WX S B R AT M AR E B . M EWEELZ R, AT S
WA NG FEY TR B RERE, H&IE
HMEAE T A TR I, ] B R R R R AT 5]
YHRLAET, [AIEIE B H W nT ERF A A A7 . B g
FERARY . B AT O A B AR S H AT 2 OA R K
R
22 BEERTEXTLR

H WEAE B BB, 16 2 Bl T R E T
A ERBIER . B MR EAIH A A2 4 M N ARk B
Ree A 0 [l WA Jf PN A o R AR o B BT 9 — DR
AN, NATRIR, B — e IR B g A2, 218
KIRE 25 T4 — N2 AR, T
YEFFA AR A B OC EH BT A AR 3, BEA
H RS kS8, ML Ko 1 R R 2, e
FEAMIBAT MR ThRek R, R TP, X
FhoRE v 5 R AF 8 R 3R 3 SO R AT HEOA R 3 B iR b
AWETA. HATSAUESERA, BWZ0AK WL
RSN 2 . OARR T B 4R BB = B MR Vs 1, I
P B B 20 BB T AN 255 fE— TSNt 5%
B AR I I OSBRI T OAH R 1)
TR, BRI 1 W (0 TR NOAYR YT J7i:
WL AP, Matsuzaki%5P7R B, FEOAR 41 i i,
Forkhead ¥4 5% [A] " FoxO1(forkhead box protein O1)[f]
ik P SRR D T A A TR T B A I W, R
B FoxO 1% 53¢ IRl 78 1k 1 7 i Fa S FIOAH 1 B
Wik, fERCE KB BRI N IR R R B
H, SR 2] B7 IEOARH #1445 AE . HeFE ¥k
I, miR-207EOA B FH B H iy 3Rk, HAL| il it
PI3K/AKT/mTOR{F *5 J&@ % T 1] 1 ¥ ATG 1028 41 ]
FL W, AT 00 F1) 2 B A B ) 36 5, B 2 MO A AR
gx LRIk, AWRTEOAT R E AR, J 2 5L0A
AT FNIE PR 250 A 0098 A T w5 o

3 ESNEIRE S BEAERXTRAE
F#LH

7RI, ACVSI 53Uk T Hh P A s 1731 2,
MTOA I A 15 B A MBI T %, TR HE ), S5
R 2 FE SR B T AT 4) MEACVS B HOA T
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RI&. —J71, 6N a0, 2 B A f e T
[ B 3 A B, EV S ik 40 B B R G S —
I, A B SO R AR AR A PR TR /M, BN
AT A T /AMATRT DLk, I HLIZ 2 5 BEPE AT 4L
[RAZ LM H A A 50 R B, TOH I AN 32 40 I Al A
BRI TR, ZHRRIE T A 2 S EACV s/ A
%, HBOP AN KA, A IAS AR R,

23N B 2N R B R 4 e 3 e S
HYIR G, M AFTE S 5 %42 B35 Ras/Raf/MEK/
ERK(MAPK) I PTEN/PI3K/AKT/mTOR] 3 £ 5§
1) AT 2 SO A i ) MG T R R, X EREERE T
OATZHHL WA ML, X EH, BT
BB M S B A, DR 1 R A R LRSS AN ) R
J7 TR AR UM EL . OARIALHE 2 KU 14 O R AE
P ) BT R 1 5 08 s BRI 2 AR ALL ), AT 3
[F)ARF AU 2 7E - BURH 20 AR 2 1) 2R 25 P4, R 1
2 /R 5T ) S o TR = 1 W T A 1 LA
FRASFIGH B /R B S AR IR . AR AS R TN, I
AT FER N T KR FRE & ER
A, X SEVSN BV SR R & — 3. B
FUA B, o B R (4 B A8 T B ) 2= AR BEE Vs 1)
Gyuhe TEN KA, 2 [ R R T AR (R
B WOE N, EVs ¥ LU i S 7 2 o ik . il dn
NN R0 I )8 7 2 Bk = AT 5] S 00 1) e
W, BRI AT TR W], B 5 ACVsH 7 W
ARz G SROAN KA. HiHE R
A SRR R B, JF SR BEVSERE . B
Wk 400 1) 750 FT DA 7 A R A CE 4 A C Vs 73 ik
IR 1. Rosenthal N 1 B WG 1 15 7116 1E 55
FSCAFH FNOA S 3B 4 M () 35 72 ACV s B Al
TR, IR B O E 4E i B R I 1A
Vs LR, (i E W ) R B2 3R DA N TR
s N DG 3 B B E &, Caspase-3 371l 1
Rho/ROCK il 771 | BH 1F 11X i 35, 5k = [ Wik (1)
OAB U MAE TR M5 R AEH T I A HILACVsEL
BIWINMIE, 3 HACVsEA FLLR 4N % 1 0
RNARR, HPrA# & H B iCYLC3. XLk
PLF B RS E NACVSTE I RS 5%, X AT
BT R RAE K EEW AR R AER . FR, S5
WA FR) WA R W 2 T A7 A 2R AL ~F- 4, i i i
{5V A v 22 4% B2 A0 4 2B i LA A RF 4 B
A IR E ) T e E R AT, 25 |, OA.

B EVs=3& Z M7 £ & M I &R, HE P
P 5t — DR A e %

4 MM ERSEERRKRERTRIZS
AR R T RS

NTIRELZ L ILOAT R, #—2 T fRNTE
I3 FALHI AT BEA BY TR 5618 1 259 SRS 12 W
AETT o AR R AL Rk AT B, EVsI)RE
ZFE, WA ROS LR, B AT 2 RCNOAN H 2%
R A B A A B AR AR A . TR B R
AR BRI SRR R A TRERSAESR
IR T o

VE N —Fh 284K, EVSAT LLG R RNAF
FIASHERNAZK Bl DO B A, NI AE e AT 22 A 108
R AN . /E N EEMIRNA AR I E Vst 75 40 i
Z A AE B T R EE R . S A BT B REVsH
ImRNAFImiRNA P52 AT LA EE ik 29 i fry o) e el A
AL S5 T X072, ]I A e s S e X0 1 D AH B T
7 FH & 088 P A W 5T K I, miRNAT407E 3K B
YA H = R IE, AEOA R E 41 ) Rk B4k T
IERSCEAN, R RAERTRE RS RIE
HEEH. o, ER. £BEAE. /MR
2 PP S AT R AR B 1 SR B A% O B A I R R 1) 52
miRNA-140() 42, 9 ] 42 36 Y miRNA-140 7] 2 14
TG A0 3 T A BRORH B A 2 TA) B SPAS), miRNA-
15572 —Fft F WEAH 55 I miRNA, 7EOAH # R B4 =
FIk, BT Ll i R E WA OC B R RIS H R
‘G PR PR IR A, DT A9 6K 4 P PR S B,
OABFFE™, IEH NACVsIF R LL g fu 4L i B (&
HIZETOAKYF, - RRE. EARME. KEHE
REJREASED, RPEX G0 LR, 41 i sk
HE B IR T BE 4> S BOA 3 X e F A R
WK o AR, AT LLIE A I X e 5B B 1 0 1) 5 1
MNG3 A 0 2 A P U W 5RO AT I AR
BEAbh, A BUR AR T i, A€ 2% B RH 1
OAIIHE— K .

MSCsHJ PA 73 W £ Fl 25 B (I E Vs, 4 ft v A1 Ak
WA, FF AT DAAR 2 & Fl A U T RN AT 2 1 5T 1) 2
MUAiT A= FIEVSs, M 51 2 35 57 51 1 =1 8T HE 51, i
SYNuEgE, (R SEAR, I H 2t R,
MSCs7 W EVs i i 3 3 B 12 52 FE B 1IEOAE # 1
R IR ALEOSS ) A FHEVSIA T OAF £ M Al 47 1174
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7RG . BROCT A Bl HEVsA, RGEH A —
SE (PR IT RORPY, BBt FL R B, 2R WA AR 1 Ah vk
Pn] DU RS 245 2E 28 /N R RGBT R 1k
JREBS) bR R M AEOA R AT BB R FE 1, M —
SEFERE_EAR U T BV YR ]

TESFRBMEVsH, 5 HALZ WAL, 4b
AR ELA YU A AR B A ARG PR IR ) (R 4 B 4
FORSHR IR AT 2 (AR, Wi R
FREE) WA 2 518 2 A0 gl T, X e B BRI
A B8 BN AR HERR 2 WT i 5, A Bh T4 m0A /> 7
K2 W TR B R, 31T ) 2 e A IS YR YT TR
5 B

& LA S ER, OAII AR & LT
B, KPR NTE 0 B R KR, 45 R BERRE 218
TUTEPIFAE . OAM KRG 7 DA R 2 4,
HARIE A N IEA AR A2 B R . 18] BHOAT & 5 AL il
e RS W RGN I — 25 . AR, g
TR AN IR LE N FIEVsTE BRI 2 1 5<3E . H
HiT 1A 58 42 1 28 3 WE Vs I 41 B 2% 2 LA ks, IF
HL R mm LA BORTRE T R R AN B B . 300 E 40
T I ZH . MSCsKIE IEVSTEOAH [ 1E Fl C 415
FIOUE, S — P e . EVsE A I3 LeRRAE
8 3L BN OA R 132 W7 998 70 5 . R R i
W 2 R AE O AR I ML A FH v A% 5 4 B A, (HL
BE—20 T R A WETEOA R 1 52 W] Be 2 JG 8RR T 12
BB BB . (EARER IR, B sh bk B AR IR R 25
VIEAk 2w, T B — b R L AE A A . $REL
Tk IR AE N Z M, JE R B EL TN
AT . EVsS A RS & N K T REOATR YT [FIBT I
T 5453
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