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# FE HO WURITRERAM KRR D EERRENEM. Hik %A Wistar X R, 315 X m P
Zh Bk 2 (MCAO) o Bt 1 7 M3 (IRO LY, W0 58 == 3 4T 78 H 7 3 K B MCAO J5 R R B A6 R 48 22 R FR L —
FHAANOORERMABATHEN. R AT SENANEREEEEUN, ARETK TR, B BitE
W " B TR BE R % B (NADPH) A 08 B8 . 4538 - T 35 78 ) 30 X B bt 4 %0 B0 FA T g S5 48 I
JR FB B A 3 B GCCBEY ¥ 2 o ad NO B HH i Z 4 F %,

REIR JTRAEHRREm AT AR EREERG AR

PEZESES R743.31

NEUEERS SR NEARBRGEEE B
, @R GluwEd#ERZEGIUR)EEA,
GluR 4y P #h W0 2Y . 5% AU 45 & B 32 & (mGluR) A
FEFHEAERZAGGIUR),IGIUIR X ENA A E®
WESEEHR, M mGUR @ L LA ES 2R MW
cAMP . H # 8 C(Protein kinase C,PKC) . JJl B
AL ETHEEMBEED X ARERPHER. A6
FTMET KR KW+ 3h bk iHl # (Middle cerebral
artery occlusion, MCAO) J§ PKC #93E 2 4 ¥ 40 $ %)
= M IT # 1 CErigeron breviscapus Hand-Mazz,
EbHM) i 4 W\ %t JB 70 B A R 08 — 4 1T AR B PR
B (NADPHd) &3 1 40 M8 8 T A 5% i,

1 #5557

1.1 et

Wistar X B & J 250 g~ 300 g KDL 43 i i F A 4. IR
A EITH BRI E 30 min B HER R G0 AT (Pre) . B 5 7 ¥
W4 (IR) 30 min,IR 6 h,IR 24 h,IR 4 d 3£ 5 AT M & 4T =
EHAESATRERME 27 mg BB B .06 AL BAT 30
min MHFERE 30 min & — K. B8 Laing '3 # K R
MCAO B8] , ZRER 0.2 mm., UHBE LR REAGETE. .
Trat e Z2 I R0 B S A BB AR
1.2 TTC (&REK A MCAO 5 2 £ 4k 4

ABEEBRRB . 2WKEERDABE 2 mm, 25 TTC
JTCHET 0 min AN ERFEAE I EMRE T &
BEHS.
1.3 NADPHd #84b 4 &,

BER E. 4% 2 5 0 B B U . 20 % AF A 3R
B KGR0 E 20 pm PBS ., 0. 3% TritonX-100 & 30
min, A & 0.1 mg/ml NBT #1 1. 0 mg/ml NADPHd 89 & i
BAHL37TCHET 45 min, KRR L,

» EZRARMFELEBIM O . No. 39670269
** Emﬁv%ﬁgg)v&%@m-@i’}‘

1.4 RHMEEFTRESENF6 dUTP oo K%
#IC(TUNEL) 2 EME X MCAO Smit A+

WiEEE U AR 2K AERITAE 6 pm, i
¥ E K.20 pg/ml AR K 37 CEA 15 min, 0. 3% § B /H,0,
FERER 30 min, TdT £ ¥ ¥ 37 CYEH 60 min 741 IH T
@5 ,DAB 8 01,
1.5 #HE&mieR - XEENH

TE Rl S BUR BURT SRR B K AN AH 28 10 g R R A M OY
ERAHEERCE WA AR, MAREEFICNES
MERFERERE 37 CEA 60 min, 1 500 r/min .0 10 min,
FF EHF 1 ml RPMI 1640 $3R 3847, 3 =X 40 B {0 58 9% %
.,
1.6 #ZRpH

F B XUE # 2 5580 1 CMIAS007 R4 R G ik 18,

2 HR

2.1 TTC % ¢& |
FEXMEHE FEERLOE, ZRABERLE 1,

F1 TTC B TRBEARGLs)
Tab 1 Cerebral infarct volume(% ) by TTC staining (¥+s)
30 min 6 h 24 h 4d

IR 11.0442.20 19.184+2.98" 24.5645.55" 19.68+1.97"
EbHM 11.56+3.34 17.74+4.70*2 20.16+1.01*218.53+2.07*

* ;P <C0.05 vs IR 30 min group; A: I <C0. 05 vs IR group

B 3 0 O B 1 A K R kE R B YK, 9 4R R R
] #E K BRI AR AR 40 IR 498 5, B 7 IR6 h~24 h i 5 IR
£ [ B M AAT B 5 D /B TR 4 d B RRE KA S IR 41 2
RIRB,
2.2 NADPHd 4Bt &, L& 2

1IR30 min & ,NADPHd %A1, IR 6 h A& % ,IR 24 h
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ENADPHd BHERAEN FR.EOEBRO M B (P <
0.05).FIR4J T SRBTAFHECP >0.05), #ITHIR
30 min ¥ 4 d NADPHd x5 IR @2 FA Y, QAT &
HMAEREMIR 30 min) EREERI A MRS,
2.3 TUNEL #%& .04 3

F R Bt PR A MM VSRR, & R A (C
E)RAAXBEIMEAMB. LRI K I =600 ER
®/hE),

& IR B ) 64 AL MR K. PEEE o0 R S0 96 7S I AN
J 3 IR 41 TR 30 min s54E M ERTT R A K TUNEL BEHR.C
EgBEE:IRehe, Mer@MA BME, LG R IR oY 6 6
kK CRHENERESEM L HEFSDEXHEE.HKIR 4d 5.8
ERAAREAFRLX. BFEIROmnBIR6h.mMP L
KAM#E TUNEL RSB R IR AH B, AN
WIFCMIRERB . AERMARRAANER . SH B4
MR CERA N SRS TR LML -7 A TR 6 h~24 h §§ 1]
R TR R I o S A A PR Ul G ki

R2 BKME NADPHd BAMME(X+s)
Tab 2 The changes of NADPHd expressien in
ischemic rat brain (¥+35)

Pre 30 min 6h 2dh 4d
Cantral 273 1+8 364 25411 b B, = |
IR 258 §9+49° o6+ 8" S1t11 256
EbHM 275 B6+4° 99+7" 475" 23t6

1, P <0, 05 ws preischemia group

®3 TUNEL REBFFRHOEBATCEL(FLs)
Tab 3 The changes of cell apoplosis examined

by TUNEL staining (Fxs)

Pre 30 min 6 h 24 h §d
R UK =4 111 +12 2094 L& 126514 176
15 150417 131 13°* 13621 3745
FEbHM C R 136+ 194 165+144  118£19°4 830"
B 11‘55[6"—' 10849" GBE10'A 5+7"4

%, P <C0.05 vs IR 30 min group:/\: 7 <0, 05 vs IR group

B IE0ITR I FLI-FLI<Height

WHE FCMERBTHMBES
Fig 1 The percentage of apopletic cells examined by FCM
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3.1 NADPHd % & # % NOS & £ 65 T f7 44
NOSTERNEMEH AREREME W AT
3R R, 3 A IS M B R R4 NADPHIY,
REAVBEEREE HAFKFH{A NADPHI 1)
R I A ot F NOSY: {8 7 6145 KR B2 R SR 4
ERPME RS EHT D .NOS 8 NADPHd /)
SR -0, M, AR NADPH S
RENOS EMAMGFERCABHMNTITH,
3.2 MAEMANNOS Lk 5
EER.NOBLEMTS Glu M SE . 5 KnE
FEZE2582Z5MNEHMEH.NOS E.RRA
cNOS M iINOS AR FEFX . P NOS EBHFET

b:IR 21 h

e;EbHM IR 24 h

ReTHAKAR. EXBEAATS5ETIAENE
RIS, (L EE L et A B R A INOS E X E
FOETIERE EFERGERTEZRE AL
ERAGHFEEARY . RMNOFRER ATREMN
FEREEEME NOS WS, BE R YN mE s
NOS fy ik, i Fr e NOS W R AT ES T %Ki
¥ 18 0 cCBF'Y, B8 U 38 1A 3 47 2 76 X3 A% R i & (7
PHEZ —TTREREM N CBF IFBGB 4B E &
ML PKC 1 NO Z (8] 77 16 3 8 5 LY i 8 5 5%
H5 BKEY PKC @3t nNOS R EILfERT S
SAHNOS EHRME Y, 6 PKCIEHTEN BT &
SRR NO BT, Bt 4T & 78 B R 3 A R
AR EFRTRESIIH PKC EHRX.
3.3 b A TC T Py o) B kk i 5 e R £

AP ANRO A ERECREE,. B
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REABRAT-HERRMNEHABETH I, A
MEA LSS, BF, RHPERROER, IR 6 RE
ERMBER, REEMEHE AR A H A
TUNEL M # & 5 , {2 & $tE & 38R A TUNEL #
R AR AN AEE TN E.

AT 5T & B, AT 28 46 1) 71 AS 4 5] 9 /0 g 48 22 4k
1,7 B TUNEL ¥ #0332 40 B 40K i 3 & 38 &)
IR 30 min~IR 4 d BRI A M, RERIIFHAIE
LGB Z R B 5% B 430k RATIN N AT 2%
HHFANIREABRBA O MHAERTES 2@
mGluR & BB 1E A N, %iE B, 16 R i G A
NO BEHMAHT . METHMEFTEDRMH PKC
&M BIE PKA SRR SRR EY Joo F &0 & 3
M PKC ¥ ¥ BB 9% 58 52 )= 55 Bk B #) Ay 7k B 3 {8 i
BEEBRE/N, RIOVERE LRATH-K. HFE
HA g 5w PKC 343880 7 40 B xf NO # # i it
ZHHEX,

3.4 I ERIALH M A LA R 6L

EHRER, TREHANTEELm IR FHEH
f8 NOS %3k , {8 7] 7€ Gk i1 52 30 3% fm o & 2 NOS 89
Tk, WA IR J5 R AR MG MR ., HALH
W RE N . O i 4 PKC & ¥, 22 % I B Wic 48 M\ T 3%
fnfk 44 rCBF BB WA RHRG; QBT mHEHE
NOS 23k f# 0 & P 5K 1 3% fin rCBF; ®# # PKC & #
HEMEZMBEY NOBHEMT ZHEENORSEAT
PKCE S EMHEEMMuME S-SR,
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Study of therapéutic effects of Erigeron breviscapus Hand-Mazz prepara-

tion on cerebral ischemia-reperfusion damages in rats’
Shi Shugui, Shao Shugin, Chen Kangning (Department of Neurology, Southwest Hospital , Third Military Medical Univer-

sity ,Chongqing,400038)

Abstract

Objective: To observe the therapeutic effects of the preparation of Erigeron breviscapus Hand-

Mazz (EbHM) on cerebral damages due to ischemia-reperfusion. Methods: Focal ischemia was created in
Wistar rats with ligation of the right middle cerebral artery. EbHM was injected intraperitoneally 30 minutes
before artery ligation and 30 minutes after reperfusion. The size of cerebral infarct was determined with TTC
staining, the changes of NO content in cerebral tissue was measured with NADPHd histochemistry and neu-
ronal apoptosis was investigated with TUNEL method and the proportion of apoptotic cells was determined
with FCM technique. Results: EbHM did not change the number of NADPHd positive cells but decreased the
volume of cerebral infarct and neuronal apoptosis. Conclusion: EbHM exerts therapeutic effects on cerebral
ischemia through the increase of regional cerebral blood flow and the tolerance of the neurons toward NO

toxicity.
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