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FE ZEE T L & LT 9 HEM: Wistar 7 e VTR AR R AMED R BA 2€E€ 7 /L (Middle cerebral artery occlusion:
MCAQO) ZERk L, FEZEB. D075 10 300 u m % peri-infarct area FTEFL7=2, MCAO #% 3 H~56 H BIZRIT5 Sema3A &
pNFH (§i 5% ~—7—) . MAP2 <> npNFH (#h#& AR~ — 71 —) DIEBLAMRHTL 7=, MCAO #% 7 H HIZ Alzet pomp Z v
TZ v M peri-infarct area 12 0.01, 0.1, 1. 3mg/ml ® Sema3A BHEHK (SM-345431) % 14 HE# 5L 7=, MCAO % . Modified
neurological severity score (mNSS) & Rotarod T AT HL.EEFMEAEL R L 7=,

In vitro TI&, 44 17 A Wistar Z- MO G L RTEAZE BB AR RS DRI AR EE B AR A ERR L, B8 7 HHIZ 3 E#Fﬁ@
LA A e 32 5 fRF (Oxygen—glucosedeprivation: OGD) 17572, OGD . 0.1, 1nM ® recombinant Sema3A (rSema3A) .
1M @ SM-345431 -+ 5-L 7z, OGD % 96 H§fH] H (S kil 2 AL L, Western blot {Z°C pNFH, Sema3A 7 J~/L
A DORRBAMENT UT=, Microfluidic chamber & VT OGD #Hi 2B OEIEMRAT L=, 4% 0-2 H @ Sprague—Dawley
%7 NORTIEHE R M DR T ARt A MG A4TU ), OGD # SM-345431 A4 5-L 96 REfi1 2 DR i b7y —
LEHMH Uz, WML T A A h~—0—"Toh% GFAP ZJIEL , =7V — L HE a8 a3 5- Ul 28 (R 2 g iir
L7z, OGD #% DT AR A MO SN DT 7Y — AT, SM-345431 234135 microRNA, il 2 {2 128
% mRNA % microarray & CREFERNIZHEAT LT,
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b %% peri-infarct area |Z35V T Sema3A |% MAP2 LILFEBIL | Sema3A/MAP2 [GHEMIREIZ MCAO % 7 HEV 14 H
FTORAMEINSHAMELIC2MT T ERL (p<0.05 vs sham), £D% MCAO #% 56 HOEMEBICBWTRIALE,
SM=345431 O #E5-CTliZ, mNSS (X 14 H LA T 1mg/ml £, 3mg/ml # 58 Tk #EL 7= (p<0.05 vs vehicle) , Rotarod
TIE 28 H#ZIZIWT 3mg/ml £ 5-HE TiX, vehicle IZHL THGENR A BT (p<0.05 vs vehicle) . fHIE RO HEFEIL 5 #EH
TERII o7z, #EEYLta TlX, peri-infarct area |23V T Sema3A/MAP2 fiidix SM-345431 &5 CEA L.
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In vitro Ti&, OGD #OFAFFAILIZI T, rSema3A (1nM) #5-12 50 pNFH (3384 L, SM-345431 (1 u M) #5-T
I INU 72, [RIRELS, SM=345431 51250 Rndl Oii2), R-Ras, pAkt, pGSK3 8 DM A5 (p<0.05 vs OGD)
rSema3A ¥ 5 Tl O LD HETL I 177, Microfluidic chamber Z V-8l 22l E ORSICIX, SM-345431 $£5-1% OGD
#%IEFE G- OGD # rSema3A (1nM) £ 512 L CHliER R AN A b7 (p<0.05) o, B ARE Y talZ 3\ T, OGD I fi i
L7-#h3R 1238195 pGSK3 B X2, pGSK3-pNFH D IFEHL T SM-345431 B 5B WTHIINL 7= (p<0.001),, #ET Abm
PAMEEFR BT, GFAP 12 OGD %A EIZTHIIL (p<0.001 vs non-OGD) , SM-345431 (1 x M) ¥ 5\ TRA L= (p<
0.05 vs OGD), Sema3A & SM-345431 $¢ 5-CJs/b L72 (p<0.05 vs OGD), 7AW A MNEEF IR F oS-
VY —LDTER ., BT non-OGD &£, OGD B, OGD 1% SM—345431 #% 5B TZAL 720> 72, SM—345431 (1 1 M) $% 5-D g ifi.
T AR A RDDF WS — BRI 5 L7225, non-OGD #£, OGD BEIZ L ClliZR i B2 A5
#1172 (p<0.05) , Microarray Tid, SM-345431 (1 u M) B 5D E M7 A A Wb a3 WS ic=rY Y — LTI,
SM-345431 FER 52 LR L T, rno-miR-30c-2-3p. rno—miR-326-5p DA ERFEBUL T2 RS-, SM-345431 (1 u M)
B H-OREIMT ATV A ML IMENT- T ) — b a5 U T e i i ClX. prostaglandin D2 synthase (ptgds) D
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