2422 Acta Pharmaceutica Sinica 1995;30(8) : 573~576 573

v-BRETERNEGEXNOEER"

HEE & B F¥X

(RIFEMKEERM BB E, RIL 430030)

ME HEERRNLE (RO R4, R v- BT B (GABA) X LR R ¥ 3h 7l Br 5 &
AKWE RN &FkER. ZEBHPE) 10 pmol » L7, 5-35 45 B (5-HT) 10 pmol « L' L B 25
mmol « L' KCI 34 W {if i If1 5 9 53K 139 10, GABA 50 umol » L% 1A b JLFh 8 3h 30 B B89 4 48 X
R AEFHRER . B ABER KC1(45 mmol » L) FFBAMWHE T W, B O RUMCRBERNE
FWL28CHSIEMWB RN A H B HFKRIER.

RME BEROER, BRESK vEETHE

ILEEIRE Xt 5 Fi A (6] o 20 338 T B L 3% 1 30 ) 0 3 7 500 7 RO 478 B A 2 e i AL B 0 B 9
PHIEM, HREZBEM. GABA BRAAM MO EH AT, REMHRANEEREZ —. 2%
HEYLFAE Y, GABA-T G R WA B ER M A SME ERER, EMNERFRIAM, X &
HETVREREWRLEKR AN, CIERELHHY . RMARS MM EH GABA i
MEXEC. ALK BEERBILE BRI M v- BT X d LR S 2w
AR T SRR

# ®H fF &

HAEE5MNE  v- & E T B (v-aminobutyric acid, GABA), 5-¥ 5 M (5-HT), FEHR
(carbachol , Car) 3 g ¥} 5¥] , Sigma 22 7] 7 & ; K HHK (phenylephrine ,PE) , 4130l , 1% 58+l 25
&P, AR HRIEKERER 1072 mol - L', R H I TPHEIEFICH B RENR £,

HFEHBE 15 HBRER AE 11~13 kg, BEEMA, RE K ZHMU5 mg - kg™, ip)
B, 05 SCHR > FF SRR M i 18 CRESEE B KO » S BB & LY Krebs B WA, HRILE AER
AR, H 10 ul QY5R35 BUE FE 0 65 0L S P9 80 I b 8 T4, BT 5~6 mm Y IR,
MERZN 0.22 mm WAMBLFIERN LAY, —REE TIRAEER L, 3RS OERSHE,
A E T B 10 ml ¥ Krebs IR P, B A 95% O, f1 5% CO. IBAS MK, R ERH 7 3BL
0.5C, % 0. 58, F4§ 1. 5 h S FF#A AR, FHEHE & 15 min 3 — K E F W, Krebs WAL,
4y (mmol « L'), NaCl 118, KCl 4. 5, CaCl, « 2H,0 2. 5, MgSO, « 7H;0 1. 0, NaHCO, 2. 5,
KH:PO, 1. 0, glucose 6. 0, LKBT, B SEMA PE 10 umol = L', ##7%= 4 B K W48 R BT, A28
FEBRZY Car 1 umol « LT'DIRBMENERETE. LREMABERZE, WEKI#E K

T 19944 12 B 7 HKH.
‘ERERBFES RS No. 39470811
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FIRIIN, RAGARELE L RS, ME N KL EBRIR,
HELE IRERD i+ 1R, DEURRBRA B,

g ==

GABA ¥t PE $0 5-HT BB iy I & I 48 5L Rz ) R 0]

AT ES, A PE 10 umol « L=*, I L& W45, B A3k /73K 0.514£0. 18 g(r=6), FaE
10 min J5, 1A\ GABA 50 umol « L™, MEEF5H,H ST TR 0.2710.15g (FFET 45.79 %
20.46%), 5-HT 10 umol « L™ ML B WX A B K 5K 10 0. 334+0. 12 g(n=5), R HEWKEH
GABA,f§igk /7 FF% 0.194:0. 07 g (P& T 58.604-12.96%), WA 1,

GABA 10~* mol « L™!

GABA 10~®mol « L™!

’
i

e—

20min  pE 108 mot . L 5-HT 10~ mol + L

Fig 1 GABA(107° mol » L") relaxation of the contraction induced by
phenylephrine(PE 107° mol « L™!) and 5-HT (107°* mol + L™!) in isolated

dog basilar artery.

GABA X & K+ &4k 4t B3 et I B 48 R Rz B9 R iy

DA [E] ¥ BE 9 KCL, ¥ R 45 iy 1 B 48 . 25 mmol » L= KCIL 5 fii I 5 K0 48 A9 B K 5K
1A 0.5740.16 g(r=>5); 45 mmol « L' KCl fFre S BB A 128 0. 6140. 15 g(n=6), GABA
50 umol « L%} iy BRI Y KC1 (25 mmol » L1 BB A ML 48 R 3 A 55 55 Y SF ik Ve F L, 83k h
TR%0.1740.06 g(TF& T 27.75415.78%), {HX} 45 mmol « L™ KCI B B 48 ) B T &F 3K 4
H@E 2,
GABA 337 3 3% B B g it 55 Wi 48 S Rz B 2 )

FARBIRRBEFR(T=2810. 5°C) F #ait, I LB W48, | K 3K 13K 0. 62£0. 10 gln=
5), AIFRELE 10 min DA b, FEFREBE IR FERER, 0F KN ZHKE , 7 10 min YA
I GABA 50 pmol « L', A M 3K S RE T FE 0. 54£0. 24 g(TRET 84. 04130.84%),
WE 3. GABA XA L JUF 85l By B L8 W 48 52 57 Y 8F 3 1 P LA, IR 1 B .
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GABA 10~* mol « L™! GABA 10~fmol « L

v Control

T

) _J o J
KCl (A) 20 min * A
Cold Kreb' s solution(A) Cold Kreb' s solution

0.38

KC1 (B)

Fig 2 GABA(107° mol « L™!) relaxation of Fig 3 GABA(107° mol « L™!) relaxation of

the contraction induced by KCl (A:. 25 the contraction induced by cold Krebs solution
mmol » L™, B. 45 mmol « L™!) in isolated dog (T =28C, A. control, without GABA, B.
basilar artery. GABA 107 °mol « L71).

Tabl1 GABA(10 pmol ¢« L7!) relaxation of the contraction induced

by agonists in isolated dog basilar artery

Maximal isometric Relaxation of GABA
Agonist n -
tension (g) Tention (g) %
PE 10 pmol » L™! 6 0.5140.18 0.27+0.15 45.794+20. 45~
5-HT 10 umol « L—! 5 0.3340.12 0.1940. 07 58.604+12.96~
KCl 25 mmol « L™ 5 0.5710.16 0.1740. 06 27.75+15.78
45 mmol « L' 5 0.61+0.15 0 0
Cooling, 28C 5 0.6210.10 0.54+0.21 84.04430. 84~ *

#4+s, *P<<0.05, **P<C0. 01 rs maximal isometric tension.
T B

GABA J2 ]2 43 77 T2 IR P B — T i 238 I3, X AP AR A 2 oy SCBC 57 A 300 R . S Sk
REH . GABA BERF S E MBI AT . A< SOR A B AR R I L% 47 A, YR GABA X JLFRR
T7] 384 3 0] 57 B0 LB WA 48 2 R F) 0] 45 SR R B, GABA Xt e 5-HT B ™= AL 48 3 7, W St 4
FAERE 8, Xt PE 5/ # W48, GABA W —E A MM , BV BE 60 K+ B8y 3k J1 8 4,
RAREEHRAER, X BRI R K 7= A By W8 Y TR . (B % 300 38051 A H i 0 L
HBEPDRMAEN . AXEBES, WILEH GABA REME TR, HFEMM K 2K, —2%
REMEHYT BN GABAL 24k, 5 —RKEX ZTEMWARE A RMETIH /£ H 9 GABAs
Rk AP FIRE T T KR BUR K BRI LR N B & R & BRI X L4 ] &
B GABA , SR IR ML 95K 1 . A SCRARA, M N EE8, HBR T X—H R m . 2300
83, SMEH S T GABA, X R I ILE # V5 A, & S0 BRARER 3K, (H RS20 B B0 4, R 5 A%
g i MK KA ERHKTF. BEXARFEMEFI SR BE RN N RER —E%
B RABRESHERY KNEHERSBRECHERENHS S WARHE—PHR.
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EFFECTS OF y-AMINOBUTYRIC ACID ON
ISOLATED DOG CEREBRAL ARTERIES

LJ Guo, L Qu and TJF Lee”

(Department of Pharmacology, Tongji Medical University, Wukan 430030 ; * Department of Pharmacology ,
Southern Ilinolis University , School of Medicine, Springfield, Ihnois, USA)

ABSTRACT The present experiments were designed to investigate the effects of y-aminobutyric
acid (GABA) on isolated dog cerebral arteries (basilar artery). On addition of agonists phenylephrine
10 umol » L=!, 5-HT 10 pmol + L™}, or KCI 25 mmol « L™!, the isometric tension of the contrac-
tion increased 0.5140.18 g, 0.33+0.12 g and 0. 57+0. 16 g. After GABA at 50 pmol « L™!,
the contraction was shown to decrease 0. 27+ 0. 15 g, 0. 19+ 0. 07 g and 0. 17 £ 0. 06 g, the
maximal relaxation were 45. 49% + 20. 4%, 58. 60% + 12. 96% and 27. 75% + 15. 78%,
respectively. But it showed no effect on the contraction induced by high concentration of KCl (45
mmol + L™ ). GABA also showed a potent relaxation on the contraction induced by cold Krebs
solution (T 28+ 0. 5C). The finding suggest that GABA can inhibit the muscle tone induced by
various agonists and cooling in isolated dog basilar artery.
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