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Effects of Suifukang on the Expression of MAG and CSPGs in Cerebral Ischemic Injury Area of Rats
ZHANG Ping,HU Pei-yan, LI Guo-hui(Wangjing Hospital of China Academy of CMS, Beijing 100102, China)

ABSTRACT OBIJECTIVE: To study the inhibitory effect of Suifukang on the expression of chondroitin sulfate proteoglycans
(CSPGs) and myelin-associated glycoprotein (MAG) in cerebral ischemic injury area of rats. METHODS: Middle cerebral artery
occlusion (MACO) model of SD rats were induced and randomized into normal group (isovolumic saline) , model group (isovolu-
mic saline) , methylprednisolone group(30 mg/kg), Suifukang high-dose, medium-dose and low-dose groups(50.25.12.5 g/kg). Ce-
rebral tissues of rats were collected after 8 d, 15 d and 30 d treatment. The expressions of CSPGs and MAG were detected by im-
munohistochemistry assay. RESULTS: Compared with model group, the expressions of CSPGs and MAG in Suifukang high-dose,
medium-dose and low-dose groups were less (P<<0.01 or P<<0.05)in the corresponding time point. CONCLUSION: Suifukang can
inhibit the expression of CSPGs and MAG, and improve the microenvironment of axon regeneration in cerebral ischemic injury area
so as to promote axon regeneration after cerebral ischemic injury.
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Fig 1 The expression of CSPGs in cerebral ischemic injury
area of rats(200x)

A.normal control group; B.model group; C.methylprednisolone group;D.
Suifukang high-dose group; E.Suifukang middle-dose group; F.
Suifukang low-dose group

S5 13 P 28 T S P A R BIPRS00 B I BRI
AN IRt 2% P A 1 L e, 0 O AR R B A BELAR A
FH 10T ELIE R IR 2000 9 A CSPGs iy S A R R 7, Dl
™ T BRI 98 AR I Ak 2 BRI . CSPGs ] -5 4 B g o
LR B G R 28 - JE T3 400 L 6 B DR 45 5 T4 o Al 28 A
Ko, AT E 15 B RR A & A AR T, (L BAAL R 1o K el
Wi, Davies M AR B, 4 il Fil i 22 R G 22 UAE AR B
WS BEAS P AE , (B PFAE A 58 1K 31 CSPGs 5 A4 3 IX b 5%
T AN L 3X B CSPGs X HAR il 28 R G4 ) i 58 P2 A7
B RIE . R R AL 3505 BB N A CSPGs, fiE
Pt iE iz sl SRR, IR — 2 R DI RE .
42 MAGEBHIFHIHMREKNIER

Arregui CO %1994 42 % B, K B BEBENR H 9 MAG H A7
MK IE . MAG B H: SRS, RRAS R 1Ll
TURN IR 2, eGP R 2T Al LR A, S5 AR TP X PR 2 R 45
P2 28 AR E M o (ELR: , XD V7R Aok 22 452 40 ekt B
1k TR T I A
43 BEPRHZRAGHRBENEVRIE  HEFR
HBRERIFIE R

HA, T BR AR R 3R 0 2R AR (D BRE A
1l 5L 7RO 2400 5 (2) BEL L300 1 1 400 S5 ) 5 S5 (3) BEL T 4 1 12 4
FAE B4R 5 i % s (4) Bl st . (2, B ATIE
VoA ELIEA RN 75 25 G S FHAE I ORISR

FHREIZ 201347 24 555 T



F2 KBREHRGENMAGHIRIZE(x+s)
Tab 2 The expression of MAG in cerebral ischemic injury
area of rats(x t )
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Fig 2 The expression of MAG in cerebral ischemic injury
area of rats (200x)

A. normal control group; B. model group; C.methylprednisolone group;

D. Suifukang high-dose group; E. Suifukang middle-dose group; F.
Suifukang low-dose group

44 HHPEDRME RGHRBENEWREINE, (224
RBEWNRTERAREL TREMER

HRBE I ik AL 94 = 2 AL AL AT 25 Al 2R DS 2 A
FITE  HUABR BRI I IS 2 400, AR i 25 B )
JRMIAL A PEA R AR IR 51 mis . HAEH & Jig i A2 Al
RSP AR PR — PO RERT . HCER AN B 5 BEA T
7.

BESLRR A A B AR = ISR P A
BT Y P 2 A B T B TR R DR P DR A -3

hEE 2013EEUEETE

(Caspase-3) G JAT1E T o H BHE T T Bk il 453 45 9 BF 9 v
SRR A S 2 T I T3 W] R 98D, Caspase-3
F9 mRNA 215 B PRI, 2 W1 FL AT DR o 22 240 A P
AR AP R B AR B — b S 2R AL S L AT LA R G
MAG J5 R 2T PEVE T, 9 BT DAREARAR 200 PR T8 B2 , 2

o PP A A 3, O IR0 T 2R A Sh E IR A 45 5 —

LA R LB RS TRy, HHAT RN Ca™ s £ 1, B

T 5 P 2 AN A Ca™ R 2, D30 2 T T PR ) R AT 4

AR AED, = BT AT LA B 4 AR TR/ a2

FIOE X 1 (Bax) SE R A5, N IMTRRARFR A A e T 1B

Je , B L 5 v 2% Al e 245 1 0 Al 5 A 1 02 HE AR P A SR

E{iS =8

AW FEAEREAAR B KF- (R K IS i 2 R A B

G AR I R 2R ARV FATL AR, I T e 4% 40 ) i e 1 453 £ 1XC

CSPGs FIMAG (#3535 , 1 T IE S 4 52 HE RE 5 100 i e iR e

P 5 B R T, DT 4 8 Eh 2 PE AR Y Zh A . 3 1)

BT B O RO A M e L 453 405 5 Aok 22 40040 08 52 P2 A HTAL

] AEL I A o ot 2 P A 0 ) R 3R D 80 B P 1 A iR

AR ARt — LIRS

S 3k

[1] LiHP,Homma,Sango K, ef al. Regeneration of nigrostri-
atal dopaminergic axons by degradation of chondroitin sul-
fate is accompanied by elimination of the fibrotic scar and
glia limitans in the lesion site[J]. Neurosci Res, 2007, 85
(3):536.

[2] Winzeler AM, Mandemakers WJ, Sun MZ, et al. The li-
pid sulfatide is a novel myelin-associated inhibitor of cns
axon outgrowth[J]. J Neurosci,2011,31(17):6 481.

[3] WFH,BUKT , B, 5 2Bl RO IR Bl A 22 21
GBL G HAENLRMRI. FETHELS & &,
2007,27(8):724.

[4] Davis M, Whitely T, Turnbull DM, et al. Selective impair-
ments of mitochondrial respiratory chain activity during
aging and ischemic brain damage[J]. Acta Neurochir Sup-
pl,1997,70:56.

[5] Arregui CO, Carbonetto S, McKerracher L.Characteriza-
tion of neural cell adhesion sites: point contacts are the
sites of interaction between integrins and the cytoskeleton
in PC12 cells[J]. Neurosci, 1994,14(11):6 967.

[6] ke, &IEH, VIRE, 5 0 FOM BRABR LT AR UK
B CRAP R LT, o 4 52 0 F 8 B 48 &, 2004, 4(17)
192.

(7] Wk, WIRae, PN 2x Uit 0 J 85 B VR 2 1 A2
L= MBI RGERAD. PR P B ELE S & E,
1999,19(4):227.

(ki H B :2012-11-01  f&[R1 H JH1:2012-11-26)

China Pharmacy 2013 Vol 24 No. 7 - 585 -



