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SCL J5 458 BB 23 TE I — 1> 4o 2 M 11 4% M B B 2 191,
SMBIAETE TR AR T, JFHAES 5 Z i S 0,
75 SCI R 10 /e | 18 A8 2 A8 v R 35 46 AT & R 1
FH o [ fi 8530 275 2 11 A2 Al AR 3R A0 000 A 1) i T 0B
3 o VR AL 2l RS R A T AR 28 R g B R 45 AR TR,
WEFE N AAE SCT 8 35 5 8 U5 M S s A v 4 B A% 31 118 45
GHERAS WA Z K ENA 1 (nucleotide —binding
oligomerization domain - ,leucine —rich repeat— and pyrin
domain—containing 1,NLRP1)% %1k, NLRP1 /& —Ffih £
Folr 28 1R B 1Y) 4 PR /SR | BB 45 175 S 4 IR A R P R U 9
PR AET: ., X4 7n SCI 5 4 2 48 A B 1 41 W8 1 ] i
A A XA ORI TR 2 A AR T A 5 114 4% 1 3R
T AR 2k A 5 0 3 JRE | T B o) YA T 7 A BT
Wi, Luo SEPIREREY SCI Jm 4 28 40 ML 43 W 1) A1 b A %) - 7%
FABBER B B60 T E T 4008 (bone mesenchymal stem
cells, BMSCs ) # 52 Wi, T (&40 i AT H,0, HI¥ PC12 20 il LA
REPLHAE SCI R B8 BIUIR 45, X6 IR 20 O 1E 5 15 97 3 55 9% 1
PC12 40, 43 50 e FH S92 6 2L 0ok et 2 4 i b 37 vl 42 B i1y
A5 BMSCs 85 3%, & LS5 4 W caspase—3 ., 411 i
R (Cyt)C, LA R FLIR B &0 (LDH ) /Y e it 911 2 15 i, BM-
SCs il T3 FO0F AL WY T 5 5 ik — A R SE 40 41 vh PC12
ALY Rab27a 3R 3k T FEARFEAM R 1 7= 1k )5, SE4m 2
BMSCs B9 1= 7K - W R B, UE S8 SCI s i 5 9 v #2808
PGk S WA R 25 RS A Y BMSCs 9 T, [ B AR BT
W25 W5 SR, AN A 1 A I OT R 2 20— 11 . A2
Kong B HIFFE o K SCI 5 ik 45 W 4t A S 1 4K T 44
S5 R TSR SR S IS e 2 Ak R 2 v el 2 ST G A W
14 T s B A R A X ERK 58 B E AT R, & e 28
TG G 32 B ATTIE S SCI-Exos RE i i ERK {5
53 AR T A 2R OT B B DTS A0 LR T, X BT SCT
Je, HEETC T 3 WA 0 S AR X Ty R A A Ak B TE AR
TEARI Z R G M2 o0 B IY R BTAR I /0N e 5 48 fitd K%
A G BT A0 L Y4 R R R A I I EL 4% S 0 2 200 i 1 3 A s
MR HEFT A B A M AR TR (pro—nerve growth
factor, proNGF ) V& A 4l 28 A K P (NGF) (1 if 4, 76 6 155 |
SRR Z R AT RS OL T, 2 (b 22 TT I T BUR AT
PE7E . Cheng % 24 Wy BF 5T UE 5L, SCI J5 B2 IV I T 4 it
proNGF [RIKHG I, I Al 38 i B 0 Jig Joi 248 M 52 P A1 3
¥ iz MBI B A0 28 T BOHHE — 2L Y 17, 35 0 SCT ik — 20
Jié o FEUMLHERE b BIFSE N D3 BT R 45 284 45 20 Jif ) 3 et A1 i
PRAE G IRR A, R T VRS Ak M SCL R R . 1E SCI
S5, TR I 5T A L DR 0 A S TR IR A ) T b 2 Al
AP A AL T A 2l 5 114 S0 5 2 J T 400 R 1 S
JH4E W R 372 A& B (retinoic acid receptor B,RARB) 2% %% 7
IRIT IR, TR 28 ST I ST R AL, A 248 50 P B 1 B TR 5
5K J1 8 A [ VE P 3 K (phosphate and  tension  homology
deleted on chromsome ten, PTEN) %G ¥4 [ A8 1M A8 43 W4 1)

SMIB R RS G R E BTN i B R % 3835 PTEN
TP 22 5 S0 D R U 1 0 32 B, LA o G e a5 ) L 431
B4 8 IE 5 0 < S AR IR Bl 58 3 — 20 3 KPS [R5 N
SRR T — R AN AR S 5 1 41 R 5 S A% SRR Al
H RARB XA RINRIT G , M & oe Rl Z K 2% 4y, & H
LML AW 7 (alcohol dehydrogenase 7,ADH7) & # ik,
ADH7 fR A8t 28 50 P 748 8 400 B e 1] 400 6 0 A Ak, 0 8 T A
MZITT R, TR E R E O R 2 (neural/glial
antigen 2,NG2) BHE40 b & B2 H R (vetinoic acid,
RA),Ff /5 NG2 BHM: A0 Mt RA £ 25 76 2 36 P LU AI b 4 11
TE 2N LR T, W I Bl 408 3 1) et 28 o il 2 B B, AR B T4
il 2 7 A= 0 H AR RO X — TR A A RA R R
e, A DA T R B AL A A A R Ay 0 IR 1Y B YR A A A
2 18] 22 it b kR 3 ) AR A . P AE SCT A T, 4l i
T BIUPR 5T 40 B 119 A1 8 PR oF Jey 3 fl A B A B R A A
I 8] 452 v 25 4k J Pk SCI Ak g K Tl

3 SRS AR TT 4 & 1 SCI
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Ramer 4 H# 51 X5 SCI 93697 9254 3R : Rescue (4
e IR AR ] S AE SRR (R HE— 20 TR E ) (Reactivate
(T5-T% Ak A2 2 5% B3 il 2 7458 45 1k ) \Rewire (7R 22 . 38 2 {2
Rl 58 A A BRG] il 9 T AR 4 ok ke 4 1R A%
[l % ST AR BB X T 41 (mesenchymal stem
cells, MSCs ) BfF 5 1) AN W7 1 Ji& | ok ok 22 1) ok 5 4 v A5 ik
B4t MSCs ¥R Y7 SCL, #AT , FIH MSCs A7 I AR EE T
SRICHY 43 A RE T 172 0 B JF 4 8 183 TAT % 9 ke X 07 A
W RAE AL AR SR B3R 3R Hiw, HEMFIIRA K
LR K T 5 MSCs J5 AU A 29 1% 19 40 i 68 0% 2 3k H A5 X
B, TR S B BT AN 2 SR A, PR o R K i
MSCs #6775 SCI & SR KB 21 H MSCs B9 B 1 52 58 9E
S T it A5 B v K A8 A MSCs 4 SCI 9 A 97 M LA 4k 22 FF
J& . 1 MSC—Exos XTI+ MSCs ¥ 513, % F it 17, H A%
PR 2910 S R 4 PR Btk /N T MSCs , AS 23 85 il K I
L EUF5R, HH e 2733 1Lk BE B%  (blood brain barrier,
BBB)P!, Lankford Z5EP7EfF 58 v X SCI #Y I LR i ik e S
Dil #R1C Y MSCs P8 P A A, R A AE & 36 32 401 X I
SR HAN AR 23 A 5 M2 RS WA AR G, X M2
UL IG5 240 it EL A i L BR TR K S A1 Guo S5 BE A 5
8 3ofs 16 3% 4%t 7 B A2 4 X R B T AR I AN IR | b
WA PR B 05 15 5k I G B¢ B - 1) SCT X SR 4E | SR YT SCT Ay W]
AT PESR AL T IR0 JEmE | ) B K 1 ) s g e 398 30 45 7 FH T
A A R A i — AR BT AN IR A 4R F MSCs IR 9T 7
K L UEH. BHT, 25 Tk T IE S MSCs 8 Pk Sh A 4
X SCI A% 2 B [ 4 19 IR 97 AR, T8 5 4% Al OR [m] 28 )
MSCs JPESM AR YT SCT R R RUR B, SR AR Y7 AT
R B T RE K, i /N B 2 3 DX el 2D A2 451 DX A i A
T2, I8 SRR SN, A 0E 1 A, T 58 i A 20 301
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16 SCI 5, M1 B B Wit 40 it 76 458 0 X8 o 48 32 b
7, M1 A B an (1 A & 1B (interleukin 18, 1L-1B) . F1 41
% 6(interleukin 6,1L-6) J & R FE K T o (tumor necrosis
factor o, TNF—o) 1 T-#t & vy(interferon v, IFN—y )% %8 hE
R, 3 28 580 PRl ok it — 2B i 05, T M2 B 15 1 4
JiL 38 3ok R T T4 TL—10 AT 38 230 48 9E 2 v . B BR IR A
AR A R R E RO . R R S
SE 5 E W] huMSCs—Exos AT 38 33 42 #F M1 AL = W5 48 Jfd 7] M2
TG A0 LA SR B AR RE AR 1 SCT JS DI Re ik B4 7 L B il
I, Wang PV Liu S5P7%F MSCs—Exos A2 I I 5 200 ifd i)
YEFEAT T #5058, BIEJ 0T 40 i 5 I W 2 B S el
WA A1 AT A2 AL Horh A R 0 2 B RR R
W IO 5 A 2 A0 B 04 T O Bl 9 R i A TR AR T, T
A2 BLiE i bR 2 SR KT g Ak TR B PR A AR T
MSCs U5 14 5 3 4 38 1 F 6 % 92 fb NFkB P65 JE Ji% i />
AT B T AN F) ikt o T e AP i T BMSCs TRE
AR IBARIRTE SCI i & B4R 05 X A1 Y 2 0 i S5 40 it A i 2R
FIAMA C3 KPR, AR B B TR e o 448 b Jg ot 1 4k 2 7k
#  (glial fibrillary acidic protein, GFAP)ZR ik 7K - JC W] i
R, X W] BMSCs Pk M M 0 mT BRI AT S0 I U5 4
T3 Ak 1T AN 52 W) 2 0 IS S5 A0 M P A7 3 T =2 R E O &
AN ISR R 2 B0 BUAE M2 B 2 i e A 0 B A
SE R BT A I, 3k T RE S B TR [ B 96 7 B TR i AR
PRI A [6) BF [] 05 4 P A0 6 8 36 97 AR T 68 23 5 i 411 W 4 11
J3Ai ., 75 SCIJG , BBB 1 5K il s ] 2 g 4k % 4 458 s 114 3t g
PEAETER] Lu 55204 3 MSCs TR LS 14 fiE 3l 1 NFkB
P65 i 42 41 il J Al B (pericyte) (VLS , L AM IR IR YT I
BBB (1% il K¢ 200 i 7 = 4 W) 0 4 o, J) A0 R b 8 a0 A8 B
WS R A, A AN Y & AR 25 5 50 BBB i i P
FBE I . Yuan S5POEL 38 R R 40 B U8 PR SN I AR IR 9T SCI
S B th BE A% 8 20 D SCL S 03, 0> 40 i 9 T 19 1
HH, HRE WS 3 41 5 B BE IR B, JF BE TR BBB 1 IR
K

g5 1, A UAAHE W 3 0 ) S8 E SN, U AN R
£, -4 BSCB 45 2 Bl ik 42 30 1 4k % 1 SCI iy #F i | Jf 3
I 1 AR YRS 2B 2 fif s PR S R TR A IE R B RE ALY
3.3 HMEME SN AR B A A SR T R AE

TE 2 ) 98 E A5 A ) R 22 T g A% Ak O MR B R
TR 52 B 28 05 A% 5 R P 02 R ) BB A i P, Al o
TE 32 UF T LATE — AR 0 AR E 1 RS 4 35 BN i SCI
JE 1~dh S22 — A S B E] g 0 DR R A Y A B RS 4 T
HP IR T 8 R B R T Ao B R AR B e I AR
Teixeira S WA 4 75 K BB - i FH BMSCs U5 1 4h i 14
WL RE AR HE A0 2208 OB S AN M AR S o Li SRR LA
SCI J& f#fi F§ BMSCs W AN 43697 , rl il #8 Wnt/b—catenin
S MR A Z T T, IR BEKE . PTEN
mRNA J& miRNA-21 % miRNA-19 9 H b5 JE A | $0E 9234

Z 05 AT DL BE R 2 o0 B9 2R, T miRNA =21 K&
miRNA-19 7 MSCs—exos "' 5 1A | #f 28 JC7E 75 Wi A1 1 1A
J& AN PR B miRNA-21 & miRNA-19 # % iz 2 # 22 o0
P 3 T PTEN (9 2235 Sk il SCI S 9 w28 oo I8 T JF
P HAN 28 32469, Kang S5H¥F] Wang 556558 1o (4 P9 f4 41
SR U7X — R, R T A CHLE
MSCs—exos F1/ miRNA-21 #%i2 % # £ 50 )5 i iF miR-21/
PTEN/PDCD4 {55 - 5 , fI2 #F # 28 gk 28 13- 26 | DA 412 i
BEDIREIK A . A IR P 40 4 0, DR O E P T A 1
miRNA i ds by 40 J AP S vl o 76 W8 T 40 e 5k A1 b
A YA B 8 I3 B R SHL RIS BIF 9 N BT G 2 3 e
FH AN A 38 1 E miRNA AR A B4 A 3R T 3R . e
I JR3 38 e i 5 miRNA—-133b HELEH & F 98, B HAE SCI
TR B 0 AE B TE BE S fa B A AR DLE ST R, fil
miRNA-133b 5% MSCs J&, 7EH 5 mysb ik & 8T
125 223K 1 miRNA-133b, 378 K B rp RUBE A | i A g 6%
Bk % miRNA-133b, H 76 28 & S S B B 12 #1142
HEAE N, [EE Xin S5 ] miRNA-17-92 # 1% 1 (1 41
WA T R B RUBE AR A B T RGP PRI . A M S A
I, BRIE N B AR K ROSCI BB 1 ik A7 25k, e
miRNA-133b, miRNA-126 % & 20}l J5 W5 48 53 W 04 4
WA, BB & A R R IA I H 1 miRNA, I H 1 SCL K
BRI 0, 6 T SCI Xl [ A A 0 2] 185 22 38 9 H 1
miRNA ; 2828 SN PR IE 7 J5 , S5 50 41 B 10 40 X B35 0) TR
LW 845 /N FLD)REVK S R AT B0 UE T A I A YA T RE 68 i B
A 25 P2 A ) A0 B YR T AR RSN, [ R R S AR AR
W3 Z D RE T A (1 B RIRYT I 1. Guo PV F e 4
12 it &2 PTEN sRNA 1) MSCs—exos 76 J7 5¢ 4= V£ SCI Kk B
RS RIS R T A2 458 Xl 2 199 A= K RUBE 10058 TE 0, ) i
DT /N S5 AN L A R T S I A B A 1k s SR
BT A R A1 I8 A T LS Ao AR S i 5 Y PR SR R 4R D
Z A 5% (0 3 SRR A Uk A S AL KA, [FIRT A
Sk 7 e T A0 D B AR 45 R S A 0 A I A Sy A s A SR
J7 SCI AR 4L T3 B

4 BRESRE

AN IR Ak K SCI by U8 o 2 10 A e AR I AR I
T Uk KM SCT JRFB IR A BT, 2 15 40 i 1) 5 B 4% 338 | ) 3%
S SCL R DI RE MR A o 9K M43 T #4¢€ 2& anfal F 780 SCI J=
JR B AR v A A A 1) A ACDA T A 38 A S 1) YA AR . W)
s, M IR YT T B, AN R SN R AR X F A B A
KRGS, - fl 30 ek 41054 2k 2 ek 40 005 0 B 41 e 28 155 54K
SRR B R RTRYT AR . T REE B IR S
R 52 TR A BN, A I A b 3 dd, ml Lask
ARG IR BT 19 miRNA siRNA J7 2 265452, Kim 25591 fff
FEAEANIB R PO T AR Ak B, IR T B b b S
Ao JH B AR A e B 5 AR X IR 3 R AR T AN AR Y
FO 1A 7, LR R T KRR AR L e R SE R L A e
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