&l
=
i
E
il

J Med Res,June 2021, Vol.50 No.6

SR HE R ERRIIERARER

% & F

W A

#AF

M E SMBK (exosomes, EXOs) 2 B A BUZ MG B9 GIK P/NEE B TR R I BURIIG BT 55 5 5 2 b AR L B A
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P28 2R G 2 — e R B DL | AL AT AR
2 RGN, T B IR 2% 8 BRAE ( Alzheimer’s disease,
AD) , IA4: #% 25 5 1k ( Parkinson’s disease, PD) %%, DA
Lo Je Bl MR 22 0, 0 W DR ) Bl Bl 28 9 72 ( diabetic
peripheral neuropathy, DPN) 2§ X 2% %5 9% & 9% AL ik
R I% U0 AD B S Tau 8 ERERR AL B -
FEVE R A AR 2288 o /KT B AR | 48 B A &2
pIVINLR LR R a7/ R N N R (S R Y
KL PD IR FEALTI P K S kAR A A T
IR A RAE o — S Ml A% 2 1 SR A R 22
JRAEAE DPN WY & A & F2 5 i b ok
Jifi 77 4 it ( Schwann cells,SCs) T/ %, i Z2 AL 3=
B R A AC LI R RN | PN B 0 R, A A A
SR ARG L R 2 UXHE IR YT, EIRIT R A 4
TIREIFARE S W, H I VI 2 S 4R A R H %
RHGIT T . MR (exosomes, EXOs) J&— 24
o 240 1 259 ] G s 1) R A XL IS 5 ) ) B YRR )
AR 5T & B EXOs AT LATEAR 2 9590 P & 45 AE
A SRR S, A AE (2 BUBE RO L EAE (28
DR Y 4 R 22 3R AT P e s 4 L AR S A 25
I AER EXOs X H 28 R G0 090 58 LR, g o —
AR FE AR HIL ] 55K 545 0936 97 O ik 42 11
2%,

—.EXOs

EXOs 7 — 28 B A X2 4544 1) 20 i Hb 28360, B

HEWH . ERXARFBFRERHHAE (W LW H) (81873125) ;
E R A RBL 25 4 HAFER =4 BT H (81704014)
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%430 ~100nm, EXOs > J5 T 40 B 73 W6, anpf 28 1
YA, Pl 2R o0, BRI T 40 B, SCs 4, W] LA i K [A]
PRV T i PRV A VR AR RN B EXOs, ARG 24
R EXOs B E A F KB AEY 5 F, B EN
i BRI FIAZIR . EXOs 8 [ 0G4 36 B F 43 0 4 Jifd
JEH I B 1A 5RT 5 4 00 A0 28 AR G O 1 R R R
PR K% R 2 B2 A 55 45 A RNA, W 3%/ RNA (miR-
NA) PRk RNA 45, HETAMTX miRNA 555 % L
Hogg e 7 i, vy DAVE SRR T AR

EXOs Z 5K N & Byt # ) L & Wl DL
ML (7 25 3 sl s BEAR 00 . BB B AS W) R U Y EXOs
VE N Pl 28 22 e 90 T A 7 ) 6 3k e 1L, 20 i I
Mk IR EXOs PR 7K SF- b mT Bl oA bl 2 R G R
S B R S 1 v R R AEG, T R a2 3 S S 11 R 2
T R WG K AR B AR W AR S, A
Bk 220 EXOs 0] DU ) 2 R 5V 1, a0 i ik e 5 B
e 5] 7 5% 40 M mT LA AR T 32 800 B o0 R T IR
T2 A, W W DR S AR N N B AR L EXOs
NGB L HES SWMAE RS0 3, I EXOs
miRNA 7E{K N A AR FEAR , o] LLEZ IR SCs 5 | iF
B VU KCRERSTE i, b R e 2 AR R A F T, EX-
Os i 1] LA 50 28 28 40 v 40 i 8] 38 TR, 40 7 pl 48 58
fol 38 T TSI GABA A2 145 BL 7510 1T L 28 fh 1 40
HUBE L EXOs , I 9845 28 fol 38 A i /75 5 ' . EXOs
AL SR AR BAE R, 2 5 oA 2 4E i 2 [E] | SCs
g Z S 2w,
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1. EXOs 5 A% fift 289 728 . v X it 28995 722 11912 W
Z MK R R B FIEAR T B, A B I AN HE A OF R 1R R
ST I T DRG0 7228 57 B8 1) ARp R, — TR YT 25 ) TL ik
F3A M - WK W5, EXOs 5 1% G5 b 22 40 it B ik Y
P AR, AT LAHE A 22 P00 PR T, B S A M )
15 B2 T RN ) 5 58 i, A2 2 i 4 AL 40 1Y) 3G 5 R 4y
b, LR AR HE 0 25 Il B 0 R B, FE 4R R i & n R S R
P A4 O T Kk HE T A R R bl 2R o R A O Y
., [, EXOs #E47 T 5 AD  PD 2555 9% HH G 19 45 1%
2R XWEA T, TEES S T 2B 17 M 0w 1) 3K
Pk AR B AN, BT EXOs N A W Bl AL AR Y A B
5 BIUIR 25 078 L B2 EXOs 45 46 BB R 1R 7612 W7 FIA
J7 AR 2 T, R T ORI AT S, LR L AD
H1PD A, BEEH EXOs XF A fil 28 R Ge i 1 /EH .

EXOs %F AD [/EH : AD J&—Fpic 12 Fik A1 2 A
HEAT PR ¢ FLAS W] 306 %) et 28 2R 0 o, L 3 L B
TEALFEVERRE B IK 1 — 42 3 A R E MR tau &
FES Mg 1, SCERER W], EXOs [A 7] 76 pf
S Z BT E B mm A T EEANSST
AD B %A, IR, Kl EXOs A4 2 19 75 8 (AT LA
YE M2 W AD (8 —Fh o8 75 v, a0 AD H8 35 il 5 R Il
I EXOs P4 K tau %Eﬁ%ﬂ:ﬁﬁ}\:mo Ak,
AD B I3 EXOs 7 miRNA - 223 miRNA - 212,
miRNA - 132 S5 R KK SR EEE A R kA
TWEA, K, EXOs K& miRNA °] LLE A AD
B Wb &9 . EXOs X AD A ¥ 78 11697
YEFT, ania) 78 B3 T 40l ( mesenchymal stem cell, MSC)
UE EXOs 7] LLIE o 98 1 s PR R B - e
FER AR ORI PR eI e i ph & e R A K f
B FiR97 AD' . EXOs bl T 78 24388 2% 25 9 1Y 3%
RIRIT AD, A M R A a5 EXOs Al DL 3 71 6l
BEER LAY tau A A MR EF AR LSS I 3% AD /N
IWHIThE R BUHIRIT AD M 1

EXOs X PD #9 1€ . PD J& — F 0 17 1 32 3h s
5, 2 AOR T AD 158 R H DL b 23R A7 M 0
RIRHLEIE e o A SCERR W, B& S AR (A A A8 A D
AN R T S 2 R AL L R A T AR LR A S
Z W e 2 n A M R R ECPD R EXOs
AT LMES PD (AW b ik ), A SCHR 43 8 1 PD AR
H I EXOs 25 53 KK 0 miRNAs, & B PD &3 1l
¥ EXOs ' miR - 19b . miR - 24 F1 miR - 195 & /K
Lo i B R I A AR AL R IE B i, AT LI S PD 2 W

R A 2E bR S EXOs X PD A — & 1 2% f
TR, A WEFE A B, MSC KR EXOs 1] LI A £ 1)
miRNA , Jf5 1 28 50 40 fd Af F A T, AT BLst 2> PD 3
WAL v i bl 28 4 A O A 0 A 28 K2R, EXOs W]
PO 25 Wy 19 3z ey TR K 385 0 R E A IR T IR
RNA ) EXOs 1815 2 PD /NP, 7T LR AR 22 i i
ZRICHIBET ORI RAE IR

2. EXOs 5 J& Bl #2895 45 . J&] B 2895 ( peripher-
al neuropathy , PN) J& — 28 & Z% il 35 3 (1) #f 28 3R G0 9%
T, Jo] PR 28 o R 2R AT Y SRR 2 ZURNE IR L AR
P25 2T 4 53 S A 58 B R TG A T A B 2 2 o B
HE A1t J7 40 2 ( Schwann cells, SCs) ¥ il . PN 11 %5 3
BN 2%, AL A 30 A T IR 25, ST Al Fl e 22
W05l R AR R P2 T I B R | A2 45 M 28 )R 7
A BT TS, 5 O TR 9% TR BBl B 4895 28 ((diabetic pe-
ripheral neuropathy, DPN) . B 53 IESZ, EXOs Al B 4%
YEJ T SCs, I A R T & /4, R 1 LA DPN R 3], 15
W EXOs Xt Ji Fil i 28 A2 (9 7R

EXOs X SCs [ 1E il : SCs 2 J&l Bl # 28 3 B2 1)
28 BT AN L, B BT i A 28 E B 1 JE L, SCs m) BLAY
WL R B IR N T, W IR R 2 E SR T M
AR A R Al 5 A AR G I S B T Y A R
HESE B0 BOFR 35 . DPN 32 5 3 ok 25 2 SCs 4t
O M2 LT 4 RE R . J5] B 2 85145 ( peripheral neu-
ropathy injury, PNI) J&, & 4= TG 8 28 P | X A |0 2
PNI J5 1 22 P AR 1 06 2 HE 45 B B, SCs 75 FU ) 722 1 o
R HE B TE AT WS g A oS FRE BN | 38 K A2 1A LUR
B AR 9 B A 7 1), PR, SCs AT RAAE S DPN Y
AR

EXOs Al LIFEHITF SCs MM B0 DPN, 2 i # £8
A, ANZEBE W T 40 M (adipose — derived stem cells,
ADSCs) KU EXOs AT LA AN B8 A7 LA {2 3E SCs
WAAE TR B AL AR 28 IR T W TR N SR
25 ADSC - EXOs 697, K BUAR 1 22 b 28 P28
B0 3K A TR B ADSCs SR IR EXOs T DL i i 28
I8 T RH DG B DR 1% 3R 08 F sk /b 4 i 3 T, fie 9F SCs 1
s N TRt il R 2R 0 RN o 8151 i e
Jifd ( gingival mesenchymal stem cells, GMSCs) EXOs T
DL AL HE SCs 3G 58 A5 MR A 22 ol 28 i A G IR N
W5 £ W], GMSCs Ui EXOs 15 1] A: ) B fi (1) 56 2 H
G R DL G 0 b 2 2T e R R B AR JT IR
BEBEIRIE AL ™ . SCs A B 4- Y EXOs 1A B) T 4
fBE, SR R B, K S SCs fiTAE Y
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EXOs % 2 BB PRI /N B e, Al DUAE E /N BRLAK B il 22
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2 E 5 R 5 AP 2 JT M e B A R HE SCs 1Y 3E
1 PNI & E R SCs 1T LA Wb 55 26 15 miRNA —
21 #) EXOs, e ke 28 gy A K AR aE o A,
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ST R GT B K MSC SRR EXOs #7E 2 8% fK
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P DPN w2 40 005 ), 0 40 i oK U EXOs
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MSC K5 EXOs 7] L #5447 5 9 455 100 48 2 LAY miRNA
EMR T AT Z 8], JF 45 X 28 miRNA 8 2 N %
20, A 20 0 o A AR B VE Y o g R B
4 GMSCs >k U5 EXOs % 28 2| 5T T WE/ 22 91 K & 1 1t
ggef AT LAY Sk 3 o DR /0N BRI G A R A R 22
SR Ui B 1A 0 A AR R # Z ot AR K, ADSCs
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= E =:]
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A DURE 5 M S AN [ 20 20 A 3 IR S M R 45
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EXOs H A 1 A B, #5259 1) EXOs 51897 24
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