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2 ST - BUSUN 25 5 3 K 2 A1 i G afi A 7R, F Bk ifn 1 5min AN FEHETE 48h HURG 414000 % Glu Asp GABA I Gly . 4% 5. @l ifit
15min 5, 4123 Glu AT Asp 7 50 8 TF @, GABA & B Th , A0 PHIE 103 v 8 i 4128 Glu & B FRAR, A7 280G A 41 Jr nl A8 i 41 23
Glu F1 Asp & It BJPEAK( P< 0.05) . @RI 15Smin F5#E7E 48h Ji, i A121 Glu A1 Asp & BEE) W25 T1wi( P< 0.05) , #hBH L Fuiz o] £
22 Glu 75 e FRAK, 147 R0 A 2 7 ol A i 128 Glu A1 Asp & s B BRAK( P< 0.05) . 4510 Mathad kR Mt 25 T
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Effects of Bu Yang Huan Wu Decoction and its Active Fraction on Excitatory Amino
Acid of Brain Tissue After Cerebral Ischemia and Reperfusion in Gerbils
DENG Chang-ging', DENG Yi-hui', HE Fu-yang', TANG Ying-hong’

( 1. Hunan College ¢ Traditional Chinese Medicine, Changsha 410007;

2. Hunan Institue ¢ Pharmacetuical Industruy , Changsha 410014)

Abstract: To compare the effects of Bu Yang Huan Wu Deciction ( BYHWD) and its active fraction on brain tissue
following cerebral ischemia and reperfusion, Ceredral ischemia model in gerbils was indcued by ligating bilateral common
carotid artery. The contents of glutamate ( Glu) , aspirate ( Asp) and ¥-amino butyric acid, glycine in brain tissue were de-
termined after cerebral ischemia for 15min followed by reperfusion for 48 hours. Results showed the contents of Glu, Asp
and ¥Y-aminobutyric acid in brain tissue were markedly enhanced after cerebral ischemia for 15min. BYHWD decreased the
contents of Glu in brain tissue remarkably; its active fraction reduced the contents of both Glu and Asp in brain tissue re-
markably. The contents of Glu and Asp in brain tissue were remarkably increased after cerebral ischemia for 15min fol-
lowed by reperfusion for 48 hours, BYHWD decreased the contents of Glu in brain tissue significantly, its active fraction
reduced the contents of both Glu and Asp in brain tissue remarkably.
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F1 . Ak, ASCWESY T 40 BH & i R AT BG4
T kv A B ke if, B FL TR HEVE J5 EAA (RS20 .
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1.1 REZ5Y  #BHIE 137 )57 i3 60g RAY
9g JII5 6g 4 9g ¥ 9g W1~ 9g LI AE 9g A1k .
AR 25 A B 2 R — M 5 O %, & 2K
LOAIVE 75, A Bt 24 2% 43 Bt 4 7K R i o) 4% v
SR, A2 255 H l 2g/ml, FH IR DLAE B ER K B ORE K
0.4g/ml . 53 HZAL J7 P& LA AT WO oy HA, AT
OBy TS B A BRI A 2 T A )1 e
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62. 19mg/ml, 542 85 A 24 T 5 4l 45 B 62. 09mg/ml,
BETCEM Y T ZBTEER 2. 41lmg/ml, BECIEAH M T
BT 0. 75mg/ml, #£ K il 2E 4 8. 84mg/ml . A7
A A T v AT U A3 AL ks AR ek
X 1.87mg/ml, & 2 BE 2K 15.09mg/ml, & @ JC K
0. 28mg/ml, S ECZ 0. 23mg/ml, #% 32 2. 69mg/ml .
1.2 ) 1K 60~ 100g 52 70 b R, ik 2,
HENER, th A g 2 W il i 7 B sh 4 b o 4
fit, AU S M BEE T 02— 21- 8 S( L EE
KR BYNE TS IUK)

1.3 AUBSFNAF]  CL- 20A 7Y s ¥4 v B Lo ML (WK
PO BOHL ) LC6A = RO 4 1% CRT RF-530
PRI A ( HA ) . B2 (Cl) KEAMR
(Asp) =255 THR(GABA) FIHZHR( Gly) bt i, 4l
J& 99.99% , ¥4y Sigma 2> w7 i, Hee il 144 4 [H
IOy HTAL

1.4 SETvk W B ML B T A IR AL (i
FARE) e i 455 Y AL (S A AL A G+ b
FHIE Tz I J7 41 i+ A7 28G5 Ty 20 e I 75 98
BRI (e R R E A RO AL T+
AR I . &) Dy E LG AR . e+ Ji
T AR R REE + B 7 41 ip b BHIE L R
4. 0g/kg( 10ml/ke) ; Sl ifiL+ A3 RCHAL 5 4R P v E +
ARG T 4 ip A3 G T ml/ kg (A4 T 4547
B A A A SR W) B 20.55mg, S 2 OB
166. 01mg, & i JC 3.07mg, & ik 2.53mg, 4 K i
29. 51mg) ; T AL kel A5 70 20 0P v A Y 4 3
ip AR AT AR K L Uk H B S 56w R AT 42—k .
259 )5 30min, 541304 ip Eh R S % M 60me/kg
(1. 2ml/kg) BRI, [RIRTIE" 20 25w 0025 R Bk . BRAE
FARYIH, #4139 LLIC G M 2 3 Jik 12 Je b 95 ) 250 25
AN RS R I . R AR AR 2 R i+ i 2 Gk
M+ AR T 43 F B afil 15min J5 kb FE, B &
UKFE P ORAZ RO . P REE R R A1 3+ ST 4
R+ A3 286 A 7 AL AE BRI 15min Ji5 #24 TF 3 ik

JAT FRREL, B85 WAk 9%, =438 F R G
12 24 1 36h AT ip 254k Eh/K, FH#ERG 48h AbFE
4, BUBFFI . BT AR LA 2509 00 2505 3 ik,
RS PR S AU .

1.5 WEIRR MO AP b FE e B S
M ZH 2R, FEVK 5 bR 43 25 U0 i A 5z J5FN g 15, LA
UK ER K P e B e HR L, W T S RREE, 4% 10 9(W
S V) LB TCIK 2, DA S FMLAEDK T ik
10% M1 8, 21 28 464 108/ UK, 11 B 15s, L0t 4
W o KA1 WT 35000pm( 4 °C) B0y 15min, 43 25 13
W - 30°C LR A7 fF . AR AT An A B, B
10000rpm( 4 C) 50> 10min, MU b3 3, 4% ek’ 77
%, CLE RO i ASGHEA T I e, ERE R4 100M .
1.6 ZEilorhr bRl £s RoR, HEFH
PLJT 2253 B A q K256 0 B, 7 ZEANT5 38 LARKFIES 58
ST . TEECERL A 2 S0 HT .

2 %R

2.1 BRI 15min BB PIET- R LR WK 1. B
MR ZH AR T 0 ey T 3L = 4H( P< 0.01) , Tyt
M+ JR 5 RSkl + G887 7 A rer- 804 B

FZALT B .
£ 1 SR 15min BT E LS
#4151 3 PET % BET (%)
BF A4 8 0 0.0
B ifi AR 2 17 6 35.34%
B+ Ji5 5 4 13 1 7.7
Bl A7 &Gy Al 13 0 0.0

e ST AL ® P< 0.05, “° P< 0.01( F[A) .

2.2 HAMALRKZAIR(Glu) FHELE: WK 2.
I 15min J5, S IBSRLA I ZH 23 Glu 75 90 i 1
BTFARYL(P< 0.05), Midkif+ J5 7 AU B+ 5%
AL T R 128 Glu 7 5 350 Jab 25 1K T e i A5 284 441
(¥12h P< 0.05), WAL 51F R4 2 [ AH L3 C
FHEEX (P> 0.05), WATA beth o8 W3 s (P
> 0.05) .

F2 BUERBASERSEHLE(Y L, Hmol/g IH414)

415 R Glu Asp GABA Gly
BTFARA 8 6.7210.92 0.72%0.32 0.89 0. 34 0.93 %0.17
e Hfi 5 20 24 8 8.18 +0.63° 1.32 0. 19% 1.32 +0.20° 0.98 +0.18
Bk i+ Jst s 4 7 7.11£0.95* 1.02 0. 28 1.28 0. 32 1.00%0.18
Gl i+ A7 RGBTy 4 8 6.75 £1.37* 0.83X0.41* 1.32 %0. 15 0.92 £0. 14
PRREEBIRL 4 6 8.70 £0.49° 1.41 £0.31° 1.03 %0.21 0.91 £0. 15
FREE+ Isiral 6 7.62%£1.55% 1. 00 0. 26 1.08 0. 21 0.93 0. 36
PHETE+ A7 A0 Jr 4l 6 6.51 X1 10% 0.77 £0.48* 0.95 +0. 17 0.74 £0. 15

Vi HELMEIIALLE A P< 0.05, ** P< 0.01; 5 HEERUHALLL * P< 0.05, **P< 0.01.
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FRREYE 48h Ji, PRREVERBIBIAN41 21 Glu % &
W S e TR T AR P< 0.05), 56k fn kR 20 2 i) 41
LU TG 2 PR 22 5 (P> 0.05) 5 PR+ J5 77 2R P
T+ AT U412 Glu 75 Hi 44 S 250 T P
TERAL (B P< 0.05), W41 5 T AR 410 b1y
TR EEZE (P> 0.05), PHZLAH ARG & 22 57
(P> 0.05) .

2.3 HAMALRRELER(Asp) TR K2,

S IL 15min i, Gl OSSR 20 i 2 28 Asp A R
T RFARA(P< 0.01); Brifn+ B 5 AL 2 Asp
Prid BAR TR B, HE R L B EERE X (P>
0.05) ; SifiL+ ARG 77 4 Asp 75 2 2 5 i T i
BERIZ(P< 0.05) .

PRHEVE 48h Jo, FRRETER Y A I 41 2% Asp 5 ik
BT AR W THE(P< 0.05) , 58 i 4575 20 A
(P> 0.05); fFHEVE+ B J72H Asp BUBLRFREVERIAY 2]
FAR, (H R MR (P> 0.05); P+ f
B JT4H Asp w%ﬁ?ﬂ}'ﬁérﬁﬁ'ﬂﬁ P< 0.05) .
2.4 FAMMAL v203E TR (GABA) & & HLE: W
2. BRI 20 ik 4 23 GABA QEH‘HX—FA
H(P< 0.01) 4h, e S AL LB EMEZER(P
> 0.05) .

2.5 %Qﬂﬂ*éﬂéﬁill’a‘w@z (Gly) & bbi: W& 2. %
MW AR Gly St lhig, WER HEEZESR (P>
0.05) .
3 itig

Wt PR IE R 32 29 73 2 M2 ( Glutamate, Glu) Al
KA T ( Asparate, Asp) . EAA & " HX ff 28 R 48
Pt PR 2 0 S M 1) = b 238 i, [) B S — ol

M REE . B B A, K& EAA JCILE Glu 1)
H R AERE T, EAA SZAAI FE WO, A — 2 AR E IR
A ERARCR 5 R R S AR RN A B OR, S S
PR UL FEX AT JAR IABE, IX i T 1 ) X ay 5
PR o Mt B, i i foh 28 50 KRR B EAA L
7 Glu X P2 TGP SBEAE R . T EAA i
ZICFELEZ Ak, BN T AZE 0 Glu S5 1) K &
JiC SCERI A Gk I J5 AT 37 €, <Rt i 1 T Glu
AOBLEE v, 52 Glu S D RE, $L 4% L Glu [ 41
J AN, S AR, 'f‘*mrﬁJﬁ;ﬁﬁ-firz}w:m
Glu A5 e X A E AR R ™ . KA HORIIE B ¢ 4

PEAREPE ™ AL T REALE A (1) 840 9 Na®

CIT K" AL, A4 40 i A Ak H i 525 L, IX— o
WAEBRIALRS 6~ 24h AT W] \2 2028, A B 30140 i 45
e 26 =

23715 (2) 1L BE OGS FAA 324K, 51k Ca® 38 3 JF IR,
32 RS L P 5 R B A, AR T AR B, R
JCEWIAE JET-, X FE— e B F 2~ 7d
iR, IR R (3) AN Ca” B EK
INF, AT REAREE A, R C, A R AR, KR
(RIAE A DRI S AR = (AT IR 3 W = i)
BUEAL IR 1) 5 [ ag 0 — E AL & A B (NOS) &
K I — S AL E(NO) , 7245 NO flph 2 2™ .
HEETT EAA [ 2% A7 48 M, A0 355 40 i 3ok 3 R, i
S PRERI, AR L 52 A Rg A, Xk dafe 0 o 453
AABAERS .

i PN I A7 AE F I 2 S5 ( inhibitory amino acid,
AA), T35 w5035 T FR( GABA) I H M2 ( Gly), b
HRK A28 2R G5 A (A4 5, T R e 28 0 Y A
WD H T EAA 3 R AR 2 41 03 .

AHIFF L B, eI 15min A FFEE 48h )5, M4
,,\(,m F Asp 25 5 W] 10, R W EAA [ 2445 81k

55T B i i 0T A0 M 45345 FR P e 28 4 A 11
E’i‘,liﬁ LES I 15min J&5, f4128 GABA & &t T}
o, 3X AT fi A e ot i AR PR O i &5 R, T3
FEBR AL o5 45 R 26 R o IR 7 X, AT Rt — 20
i 1

TEATGEH, TG4 T #hBHIE 1.3 S5 5 FA 24

ST 7, Byl A v A UK BALIG ZE T 5 BRI, 0
5 AT A Ty ¥l ik e vk i 4 . S5O RAT
AT 77 ¥ AT AE B I 15min S IZH 2R Glu 5 5 FEAIC,
[ s 9 % SR 4 FE E T 48h JiF 412 Glu & i [
% A RGBT 7 A Bl i 15min J& FFEHES: 48h G
HNALZR Asp 5 1 B W PRI, {HUEUJ7 X Asp JC B Y 5%
Wi . LAb g SR S, N BH IS T3 S5 A R A T
SRSt P i v o 453495, PR B T B b i i EAA
(T, ORI 7 b 7 HEVE B EAA BITHE . PR IX
ST, FNBH A T3 S5 B A ] Glu (T &
TS A, 1 A5 AL 7 X Glu AT Asp (8 TF 347
FRAAEH] .

S % 3Lk
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