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UEAESK SCI M A& A R TR E TG = e i A B 0 b
B, (B SCT I8 52 2 1 oA At B 119 5 2 R, T 4 28 B
SR NA BRSO I g 1 R S T AN i o
5 R IE BT 40 A (astrocyte , AS ) ¥ 3 B 1% A1 711 e BT T 9 11
T B BELTG i 5 P A2 ) SC BRE R 3R o AS 9 39 50 15 16 5 23 1
25 Tl 200 0 A0 S o 3 [R] TR i b 28 e B R 2 ) SCI 18 &
M BB R U, T AS BYRRPE AL S AR
SCIH % 4% B F JH R 22 56 e X SCI 98 52 Wk 5 2 ¢ i
BB H WL AR AT G AS TR SCL R M AF 58 A7 2534

1 ASfEN

AS X 22 2258 (central nerve systems,CNS) '
Bt L o)z, 50T AT 1 40 i 45 1 24 A7 AH LA
2 AS X F 4R CNS RS T N B BHms
JC, PR G 3 BT B A A o A 5K ), A R i ik
Bi, 2 5002 W A5 S8 e iy AR IE R WO CNS
AS AR ERIRAS | ARSI EAS, AR D AS JIF
A7, 24 SCI J& 1k 25 0 20 B2 3457 1) 3 Ak S e ik o AR Al 462 405
BRFIAD e EE R EE DL RORE T T AR I 6 B AS R
TS TN T RESF — R 50 B b 2o B AR Ak dne 7 sl A R — i
TP 8 43 T RUE 25 AR AR B (B A0S A L 0 A 25 5 5 2T 4k R
T 25 11 (glial fibrillary acidic protein, GFAP) | i JE &5 171 LA
e 45 Tl 43 DR CREC 1 SROB 200 M DR 4 ) 5 0 ot B 0 i
BAS H AR K A A% AR K 75 Tt R A AS HE A 5 2
ZHN P E A5 ,AS 19 GFAP L8 5 B & | A & 40
JHL A% ok B2 B R, R 43 A 40 B X [ 4 e Ak AR K I B
(transforming growth factor-B,TGF-B). FI 40L& 1B
(interleukin—1 B,IL-1B) 1 H 4 fi A~ % 6 (interleukin— 6,
IL-6)],AS ¥4k H 5 TR 20k 78 T A7 I HE 51 1 ZE il 1
DX A 28 G T O, 5 L A 248 6 6 S 2T A 44 it A D 5
B2 S50 AT A 4 B 45 ) 2 B DO R 9 45 L A4 s B 5 B, O B4
WA Tl AN R -, 2 5 DLS 0 908 RVE 52 i R,
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2 AST#ESCIEEHHE HH

AS E AR FE X SCI A& & ] 7™ A ] B 99 J7 TS B9 28003
JISE T3 IR ) 2 SRR 43 - BT T LA R o P S 4, 1E
o a] BELAS A 28 i 2R L PR T AR S AR AS TE SCI A R SR Y
A EIVEH X TR E SCITEE BA + o EHE X,
2.1 AS WA FIFEH

TR UL, SCI R 93 A8 DX A 35 O a0 48 P 20 i,
LB AN S AT e A A WA S8 B, AT
HER (kKAL) . 7E SCLS M 2 PEI0T, 5kt J v
7 (0 Bt 22 20 L 23 IR B0 508 T2, AS B A TR 1M 4 I T 9
2T A T 405 DX, 7 ok TR A8 R T A L A T K R
IR ) 75 A DX, AT AR5 R B AT B AS X SCT R
1955 BRI 52 A5 )™ TR ISR, 2 AR b W A s B £, Jn
R 9 S S RE, 5 O AL 4 BIORLES B D) RE RS . AnAE /N R 19
BFIE 5 SCIAEAY vhr i s 5 25 A 5 B4 5P 00960 2 g Ok
M/ (HSVIK/GCV) R GUR Fk P R IR BB PE AS
WA S BLAS A0 28 R BRI TR W, O BOA AR AN )2 R
i, BT A n 2 AVE M R A S BOA BETfE
UENIGN

A, AS BRI S AE 5 R B 1 515 5 1% = 56 1L %
sk HF 3 (signal transducers and activators of transcription
3,STAT3) {5 5 A5E 2 W f 55 ¥ il (LZK , MAP3K13) % & %
I, STAT-3 & —F e st [H 7, T 0 22 Fh 45405 0 140 200 i D)
THE T FRE S 1L-6 1L-10  TCF-a 5, I
FRIGTR A BB AS Th STAT-3 W] LU IR i 9 %
B, TEAR SZBUA D, BBk STAT-3 J5 11 AS 75 B A7 JL A 1y
TR, (BALE SCI i/ BB A & B, AS Hf STAT-3
PO 25 A P B G BELA T B F R T i, T R 58 RE S R,
TP ALY Az ) D) RE AT, L 52 R 4l 58 4P, STAT-3
154538 B 2 B AT IS A Y AS ST RS2 IR HETT 1R
B9 S8R 40 % B2 TR BB A | B 2 D) RE g 2k 1,
LZK & MAPK i # i c—Jun N 3 # A (JNK) _E 9% 43 <5 i1
fie 22 24 I A0 4 O B0 (MAPKKK) |, /2 58 300 o 2
MR MR ST, Ik M ATSE R B LZK 1F 2
I8 T g SR TG ok 1) T 2 T 50, T LA TR I Y SCT R R
PEAS 1AL, AAE AS Hhid F 3k LZK 3t DL R AN JR A
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ANZ TP CNS 1R Z MBI DLE ; MHR,AS
Vo LZK K PR e 2 23 52 Wi 303493 )5 e o L A VIR TE Ik
BTS20 SCT e 42 T AU KM, B STAT-3 Al LZK {5 %%
Fb I e DR R T 12 340 M s AR AS T TGF-B/Smad
Toll ¥ 4Z {& (Toll-like receptors, TLR) #l JNK/c—Jun {5 &
6 [ AR T LA 0 /0 00 A R 1) T R, 2 T il 2 1) A= 4 R
i IR K Z 1,
2.2 AS IAFIEH

PSRRI 1) Wy BRI G BT BT A X SR 1
W, B2 AL HEFR Y AS BT IR B 1 38 57 s, BEL A 1 Ao 22 2l
SEFA B TR A AN (ECM) T ST AR I IR, 23
VAL I T B 5 1 AR 2R T, L Y iR A g R
FREPE AS 75 8] 1 AH B S I 43 WA B R 3CH 3R 4R 11 OBk
(CSPG) 4§ — K A4 11 B DL B % #x 9 LR 2 ¢
(tenascins) MIANMANEE A, JREb sl sh 2 s g A K  7E
SCI J5 19 24h N, CSPG UL B 41 ig S FE ot vp | IF A 2 )5 Y
B AN — R R TE A DR, R A A
CSPG i1 AT [A] 2 380 M 2200 T i) EGFR 52 PR ofe 1 ik il 5% A=
1, WAE AS 30 i S IO /I S5 240 i 0 — 20 o R b 5%
JIGE JO5 T A7 24 i 450 11,

0 I pr ik B B AS B4AEXT SCI B &R Tii & &
I 5, U AT TR B O R A A X S 5 0 A A B 26
BURIRBY AR5 & T 43 5 7 A T[] [ B & 35 1 3 1)
fERL, AT RE A& WF T IR T7 W 19 T

3 RITRE

YT AS TR SCI PR B 10 22 TP R A2 2 TR 9T IR
W e 2 %o HC AT 3 O T ) I O B R 5 R B AN R
A7 B e AS HOAE FI AR <A R EE <A F 7, I A
KR WFFE A TR E 2R 4R T T K ¥ ) CSPG 11 g 2 58 g
4% SCLJE AS WG AL, W4k & R fih AS Z2 519
AR ORI G RE SN, TRER AS 2 15 10 2 i 8 il 0 B PR 97
S B ECE HOR T UL 25 W BT IR R AR AL TE 2y
T T SR R YT R bR R MR AS T2 T R,y SCI
HO B 52 1 TE IR
3.1 U CSPG AR 5w

C A TR Y], PRI CSPG T LA W36 4 py il
2o FOMIR [ ph 2 o8 A KUY, CSPG il B AT % 2 (1
JHie T HH (GAG) M5 19 2 17 B0 A% O 2 R, 25 B GAG Ul , ]
PIREAR CSPG (9 00 i 35 4 , 8e38 SCI 5 By Fh B, i an AR b
FLEEFMF—1 (xylosyltransferase—1) #] LIEfL GAG &3
CSPG B, & CS-GAG /LY & W2 06 | 2 (4 i, i
o FBR % 19 mRNA W RLeks8 SCI S i D ag ik 21, o) —
il B 11 Bk CSPG 400 5 45 FH Ao 182 9F% W 2 5 ok v 7L 3 9
T % 7 BE L 2 NG i B (ARSB) 2k SE LI , ARSB HEfE A CS-
GAG W HRFE I £ BR C4S 53 . A WF5E R JeU A — P ik
94525 ARSB AR 3 /N B SCI S il 28 2 A= 1 3 i A1 iz 3))
Uy Re 52 1, g A — JFURE 5 U E 52 RT3 S R O A7 1

PTPo k34745 CSPG Z 115 51097 SCl. PTPo Ay il i
TR B LA " 205 K SR R YT K 45 T i 4 o B i Ak 45
388, AT I 6 5 5 1 355 1 0 1k i R A S O BE g i
FH BRI ) B A58 1 /b CSPG 35 1K 5 /Y PTPo {5 5
163 AR F A SCI K BRIz 8 RE B e 2 felsl,

BCE W (ChABC) 2k B 35 28 T8 A 18 1) — Fh 24 it
[ , 55 # )& 1 Yamagata S5U9F 1968 4 5 38 28 JE AT 15 b
a5, 2002 4 Bradbury %28 i T ChABC X
SCI 936 J7 YE I, ChABC 1T DL 2588 GAG, s 22 (0 A= |
2% (9 Ty BE P4 AUER G 32 B T BB R R L X U B 1
WF5E ff ChABC fE KR 97 SCL 1 — 350 8 Z = Bt 1fif i o #4
AEWETTZ ARG E SCL S & 52 11 5 5 F 1900 2129, il
% 3 ik 00 T A 28 T2 0 90 7, IR A X B A T S5 4
(2 T B0 2 T 445 25 ) AR 07 1 4 4 32 B 11 2, DA TG
BB A IRNIRITROR . HBA K A KE TIERE
T ChABC, B /5 F 5 2 W, ChABC {2 %5 A 22 R4 10
AYEVE, BLIE ) S AR A R R N E R S ATl ge
ChABC i 5% Wi 3E # 28 78 14 B, /0 79 28 19 K/ 1 7
0 7 DX B 5 0 i LA /I 1 1 R P B 4 A ChABC
G2 f# T CSPG X /b 5 Ji JoE i 4% 20 it 55 42 FE 25 43 A6 19 4K
HE A A SCI S 1 K ChABC 5 J8) [ 22 B A 4
AR B m Ay vk 45 5 4 RT3 i SCI S b 2 iy v o8
PERR A0, Fe At 05T N RO A T — R 0 3 R
J7 795 K ChABC e 5% A1 41T 263k, 7T S 3ok
CS—-GAG Bl 8 fl i b, /I B 0 1 SCI 5 4 25 #4725 il
IR BRI, A i e AR 2% ChABC 52
LAY CSPG V85 77 LA 1F 5 s 40 1) M2 B AR A (24
fift ) (0 55 AR RT IE IN38 TL-10 J5 30 14 4 P S Ry 2, 33 AR mf
AE S Wl R R A SR B 2 — . 7E SCLJF 7 JH /)N U Y
RS R A 28 T A0 M (i 2 B8 T AN AT 2R ) =Z R0, 1 R
ChABC 7T AU/ 18 M 45 45 IR, 19 in B A 00 47 045 %, O 2k
BRI RE,

1644 1k ,ChABC 5 JL-T T4 ik 20 (97 75 ¥ 2 A
PrEAE R B ChABC 19 25 9% 42 P 1) J | A4S ) 3697
T 11 30 428 R 00 428 355 A7 00 25 7 24 0 3ok % Rk — T BHL 6%
% ChABC Myl RV, AR5 AR AT A R AR 30 Tt
B il e A R 1 — 22 AR
3.2 EEEEEE AS LT R

20174, Liddelow &5PE R 4 i 52 W1k AS AR 4 Ho 3
RN A 43 A1 L AS(Als) Fll A2 B AS(A2s), KL T
HeAE SR /0N T A A/ e A AL Y “MT/M27 43 B Als
28 9T FP R /N IS 0 AN 5 0 4K, L C3 SR R T AR I
A P9 AN BT B /N S BT A0 I 38 3 43 W TL-1a TNFa F1 Clq
KAF T Als 197 16 ;A2s 76 B 48 B il 45 3 b 13, DA
S100A10 Ky F AR & . BES ( B 98 2 00 | 78 0] R 9% it BR
FRHG 5 AR G 071 4 A% EC | ) 0 0 R B A 22
PEWEALAE P Als 1 H LSRR B UIHOG ; Als T RS
8 0 RN ZE i 75 M 1 A 56 F I R 3k L A E R4 A A
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FH 5 T A2 D58 38 8 1 4 2008 F B B R B 19 43k
Sz FEAT I A e 22 A 4P B,

W65, Liu 4550 0 8 [R] 50 5T T 40 M AT AR 9 A1 I 1k
A LASE A ALs (S A6oRA& S G005 HE SCL, E R T10
P o SCL AR b 451403 )5 55— Al FH AR R i R 7 41
Als HoXF 4L 8 35080  Wang SE50E — 2545 H AN A 1] fig
S S P AZ e 5 (nuclear transcription factor—kB,
NF—«B) {5 53 i M 2 SCL% T 77 42 /9 Als, I 7 i 4
JF R IR A Z AR E R . Qian SFPIUIER] T SCI )R
Als By B K H i 25 85 M 37 3] Notch—=Stat3 15 5 i 1 1) 5%
W, L Ah, Vismara %5 PG gt 4 R A X LR 24
Rolipram, 7£ f& 4 M 0] LIREAR Als B 75 58— Ak
A A W (induced nitrogen oxide synthase,iNOS) 1 fig i iz
#4511 2 (lipocalin, Len 2) 4 RAE H -, BRI Als B9 2 AE
R, A R 455 X 4 AS TR, 1 T 30 X2 Bl 2 o0
BB PETE T, 235 SCI G 8 sh ik REM IR & |

VEAER ,miRNA #IA 2S5 CNS 65 & WL
Bz — B 2 80 A4 2= D Re 1 DI 76 R 1, T miR -
21 BAAE AS WAL IT SEPS, miR-21 3T TGF-B 51
PI3K/AkUmTOR & A2 1845 AS 143 W6 . 38 58 A0 W 1T 008K
miR-21 7T LA5 5 A1 UG0S A2 #U i 1F 2 fal J Bl A0 b
285l 28 1B K, TR BE miR-219/miR-338 1 Al LIl AS £
AR, R A B R B A A RN M AS TR AR s
Als (36 fb B L b 2 B VAR FH L 7T 6B 23 A 000 4 8 5 17T
F LB BT T 4k A MR

I i S 1 (LATST) S —Fh 22795 S R ikl
A5 Ay 240 B JR) S0 20 R 0 DG B R TR, AR SR R B LATS i &
KRB M AS WG [ Z 38 id siRNA JH#E LATST Wl {2
HETOAS 4B R A %A R AT B R A R cyelin DI,
p27kipl Fl p-YAP 3R IA K LB AEL, ) — TR AT 5 45 4L
7R, FE /N SCT A RS Hp s P it A TLRO 475 B0 77 55 3t 42 i
F R 2088 (ODN 2088) 1] LAl i B 1k #7% Erk/MAPK {5 5
T U A 3R X 6091 AS 1B ; ODN 2088 7 14
ARG rT LA ZE AS (S | RE 1% 52 R I 5 IR
B, T AES 5 A D R T il 9 O A i BB LB SCI
149 ) e L 2103 B 2 25 2R T ONO-2506 DU W7 5 4o 411 1)
AS 774 S100B 2k THEH G 4k, Wi SCIJE i) 4k & M 45t 4
DL 332 3h D e,

XTI ST A AR IR MO [ A R AS 3G Ak it
BB A AS T Ak 08 SR R e sk R 25 4 o )
FIF HAS 530 5 00 800G A AS RSl S R R IR T
%, FIH siRNA 50 miRNA B AS 17 Als 3 1k, il 2 1
Mz SR T B R SCI A A B IR YT 5
33 AR AS 5 0 S EOR 9E S0

SCI J& i 5 IX 23 7= A K Bk 40 i e 388 g+ 400 it P
BT, BB Ry 45 A DG A A0 (DAMP) | 44 T 22 #258 K
1 9 A P . DAMP 5 48 P 20 i3 3 T A5 2 1R 3 32 1k
(PRR)&S A1 —il2, 51 A0 45 AS F/INE 5 40 i 78 P 19

9k 98 HE 20 238 5 DAMP 1 PRR A S A2 G Ak, [
NP AS TN S 240 i R T 22 i A4k I I Y R A e R
F OB A PR R A 58 AE A T A8 e R P
ASH b Len2 , v LSER 351405 J5 B9 985 7, AL siRNA T
P8 Len2 MY SER 23K 7T A RN H AS 25 1 Fp 801 JE
NE LA B IS R SR 2R g DX A 1) £ BT (BETs
Brd2,Brd3,Brd4,BrdT) & % W i % B 5 4% (epigenetic
readers ), A] DL 45 & £ kAL 2H 25 11 34 0 412 98 36 R A &% it L
i ) 8 E 28 78 28 XU G 48 A 5 bk 3 Jok 5% s 45 3 4
LR b R BT A AR S BETs ol AR SCT /5 L AS &
1 PR A MR AR M5 o R 3k, R AR T 452 49 DX R AS
FITLA TR BET #0570 JQ1 W 55 1% 68 77 5 2 | BET
FEANHEAR 2 2y Ty HE 19 305 20l 20 6 5 2 ] 1 T AR, o 2
#E— 2 HE5E BET 1E SCI & & b A 45 (19 5T R A HIF, TREM1
(triggering receptor expressed on myeloid cells 1) 7] L3
SRS AR AL T i1 SRRE SN, AELTE SCI HP i R Sl A
BegR, 7 TREM1 JE KRB 1) /0N BR324 4 B8 20 43 b R 3
GFAP R ARG W) R IE T, 12 3 Dy REVK R W 47, {441
FIT siRNA #%5¢ AS LA TREM1 B335, R B AS 516
FRATC, 4 A A A 1o V3R o7 Uk 55 . A R AR B R B0
P2 TT I T2 SCI 4k M 5475 1 3 8 PR 3R DA ok o 2505 2o
2 ) S AR 0 OR B SCI, B4R RS AIF 58 46 v T/
JUE 5 40 B/ W A B AE AS AE A RE S Hh (7 i AR H [ A
RN

VLA K R R AS S5 JRAE KL # & LA R
2, BRAE DRI (5T 43 )25 100 8 428 4 Sy aot R v i
AN WA R Z T 2 25 FRALT W5 R & . Mulberrin
(Mul) 42 —FhA7 R4 1 2 e B 0], BA BT Pl n;
OB T RAE R . WS R Mul $# 58 i HO-1/Nef-2
KA SCL P SEAE R, A Mul 3697 SCI KR, H
ia Z U RE PR I 1 5, 21 21 A o A T AR AE D8 4% 5 SCT
Ja BB miR-337 & K ik, R HETE LPS H#AY AS
WHA B 1 miR-337 235 s A ASh, H miR-337 410 il 5
UL AS #E LPS 4B S5 AT X R 4 SR 85 1 R
i A 6L T R AT N R R (MT) X SCI /S Y AS
P AE A 6 B MT 3397 7 R 98 R AR &9 iNOS L IL-18
HTNF-o 19 3K, b BT R AR &5 W 8 A A W 8L il
(Superoxide dismutase,SOD) .1 %8 b & [iff (catalase , CAT) I
AW H R H ALY B (glutathione peroxidase, GSH-Px ) #Y
i, 50 AR L, MT YR Y7 2 2 30 0 5 8 1Y 0 1B 3l o)
HETT 43 (Basso mouse scale, BMS)®!,

JCitJ& Mul i J& MT, 0] DL 98 58 Mepr ik 4, a5
PAE S AR I B DI RE IR, 327K AS 7E SCI J5 AR AE i
AL R S TR TR T L ER AS AR AR G X
SR AR B, AR SCI () £ €8 3t AR 2 AL I8 A
BE—BWEIE . BUR ZGWIAE SCI IR YT i b LA AT AL,
FORAR R R A0 7 T B8 BT 5
3.4 AS Z 51 A MRS AR AL AT 1
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20 L A% AT L AR A2 450 A0 B T 42 a0 o 22 O R
A FERE 2y 20 45 R B 45 Fh sh P AR A 1 R E
PR W1, 55 5% AE 4t I U [V T A9 B AS W] R L 2 FhoT
A B AR S ARG M e O Rl 28 AR K, AS SRR
A0 B G 1 AT Bl O — AN R B R AN A 5 N 43 Ak
VL B 45 Fh ) 8 0 #4204 IR B . I 0T 2 T8 — A 28 00 SRR T
B, M ALZE LR W BRI AT P B AS 2, 3D N 4T 4
HE AT AR 3E YA AS B R 28 T AR B 4 T S R
ZICRITE TG R KRR RS, DA B i o o 20 2k 1) 4%
T8 1, U B P 5 vl i MR D o o 2 T % 1 A K D)
R385 2 il (T BN, RREME AS ThRE R AT T e R T
—Fp AR E A WG] F BT IR T LA R SCL R 1Y T g TR
=

AS 50 BT WA 2 T A0 (NSCs ), 325 1 43 1k i
28 0 A FL A 2R R B A e, 1T REEL A A YT CNS A 45 AR
FrEBOR A E AR5 . NSCs HAEAE Tl 2L 3h ) I 14 45
SE DI, ) G i B b ) B3R [ (DG ) ARG % T X8 (SVZ) .
BAE NSC 38 K i) 457 B8 76 4100 J5 00 =2 41, o 0 o
1R B4 NSC 75 B4R 22 1 AR08, 30 05 B sk IR 7 A
S AR AR AR D R B TR B IE N RO R
O AR A L i s S R 2 T A0 (induced neural
stem cells,iNSCs) I FIAJ7 CNS R, R 205 s P
PP g XY HEFR H 2(SOX2) FAEHE R 1 521 (Zp521) %
e S T AT UK IAE /DN BRI R AS 5 E R INSCs™ 3, 5
Sox2 HH H. , Zfp521-iNSCs 2 ¥ 5 K W1 19 A 38 55 5 g
2 REME 7 AR KB SCT H L Z6p521 1 LUK BE B4 1 AS
T Ao AL AN i B B g AR A AR T, Bl T ORI AE Bh T
e, 9 AME S & B SRR BT T A BE 00 D g SR
AS T2 BT AR Ry 78 1A AR T A 4543 0 T

BEAN o E A BT A A B PR vk A R R
KWHEA 1, 4 LAE CNS 3 AR B LI o0 h
F, (AR AR ] AS TE SCI & ¥ 45 A T 5 22 14 7E
JH L AS (3L SO TT B R I TE IR T R 3 . B
FA DGR B (AAV) B — Pl 2 P 5 A B 28 5T S0BE T3 4
M R G ARV 2P 2RI TR h R AR . B RiA 2
W5 5C 3 F 0 5 SCIL R [ #4870 R J5it 40 i 56 P9 % 7% 1)
TR AAV BAA RFE A ILTE R, 5 AAVO Al AAVRec2
AHEE ,AAVS F 3 i 1 5 0% TR AR AR AS ik
KRB, S F AS FE AR AL PR G A A K A 3 Y I
SRR B T4 O AAV B AR S (0 BE T R 2
FHOTHEY K AAV BRAKTE SCLIRYT P I T 7E ik .

35 T ASHM AN

B3l i — S 5% s G 15 sh W e SCL R, i 724 i iy
FR 45 A 8 1 7T(FABPT) EZEFERE 48 M AS v L8, i it Bk
FABP7 /)N B2 3h 2y R 42 W3 A 37 AR 28N BRSO ik
58 T FABP7 0] LA™Y SCIJ& B9 AS 1 B AT 1 22 {7
ERRTTREYE . BIES L EEE 4(BMPA) &4 & &
B S HE N 3 2 —  Hart 45778 K B SCI B b 1 3% BMP4

Je BB, R PE AS i CSPGs B 77 AR 38 i, 2 98 58 J5 41 it
1 3 Ak R Z B 25 3R W] BMP4 W] LA g3 P I 4 4
JLI I, AR SR MR TE Y SCT AT M A, DEAh U T 15 5 15
fitf 1(ASK1) W AT REFE SCI J5 #i 28 e i it 45 i R SCREVE
TE AS 11, ASK1 7K PRIk £ N SCI J5 p38 i i# 1 i
H GFAP ¥ Sy 18 5% SE R 7K 5 76 SCIE 1, ASK1 (1 #E
Y/ T A2 ORI T, IR AR T A & n g5k T
fig, X A AR S BCEAF A DI RBIK E S, 53 S — LB 0F 58 A HE
b AR AR BT R SCT Py AS, Wy T RIF 5 s, 7
SCI/INELUH 55 AS 1 I 38 0 7T 48 38 41 28 70 109 3% g I 2>
P2 TGP T A B, ] AS W A R A 22 0 1Y T
713 B 28 5T 9 I8 T A D T B AR 9T 2 B AKR 1B
(574 4 1 il AR 00 B TR IR ) 7E K R SCI )R 3k
VA A A RE AR I AS A A B T2 e AE
T 10 ) BEYA YT 7 DAY B 5 % B, 06 AR B 1 Y (PBM) 1T [
fILAS s fk, S0 BT A0 bR &Y GFAP (i 3Rik, R iR
CSPG 143 W , B4 I VR 52 32 S geeY, Ak, 2R P AS 38
AL A R A W R R & 4 SCI T B 28 A7 47 1 Al 58 T]
IBPE 1 1R

4 RHESRE

AS7E SCIL B E B h P i 5 B (0, AS 2 5T N
AT o R IR A 2 T M B ) R (RS T i 2
BT EEPE . AS 5 AL AN AR BLAR 3R 25 1 SCI Ry
GiFiie & i 7, 2 d 2200 B VAN /N BB A
A SRR T AN N T A0 T A P B2 200 A A B A TR R
MorAT AS 2L TCTE S o PRI RV 25 1 R I ] 44 A 2
AR G5 BT 2 200 MR A 2 A0 TRD A AR T REE A
By F IR 2B A% SCI RSBl . AR XS SCIH AS HYBF
RN TR R SCLJE AS BTG AR, Wi Als Mpl 2
YRR R, W2 RE B R AE L IIRER A2s;
U AR SCIJ B4 S8 AR ORI 98 9 B, TF 4258 3R 97 SCI Y
250 5 D0 A0 AN ML RS AR AN B AT 3, T 2 18 48 52 B3R 05 O
SCREN S A A B T AR A AR WA R e BB H SE S SCI
TR RT R bR . % R R SCI R B 5 Y 52 2% M AN Pk R
Pl 25 77 T B AR SCI 18 52 IS SE A7 I &R, .
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