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BE KRE 20C ip AZHE R (GRS) 70 mg/kg,
B/ GABA 51t, Glufk Asp T2, #E45C
20 min, EBEZEFE, KK AChR/>, GABA
K Glushn, Asp T4k, MEEHRAEEZEM. 7%
45°C ip GRS 100 mg/kg, HBIEE BEEFIEA,
f&iry ACh S hn, Mn3E5z BT AR H0Inoy%d IR A0 ES 3
1%, % GABA, GLU f1 Asp TLi¥T.
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Organon | 7), v-EILT B (GABA, ¥ 5l
=), ARG, bR TI ), REEER
(Asp, JbFEALTLI), Sk ZBERETR (ACh, b
FALTIT). ST-1 MFFEEI (LHERN
#), FST-1 BEMEEMES(LEABE
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Jas —MIEHEA RN R, B BN E GABA,
Glu, Asp &, 5—Ml#&XEk 2 B ACh,
F sk I B LR Yokt e 3O ACh & L

4] R

MERRETAREEN W KR 20
R, 524, TEiE 20:1°C, ] ST-1 B¥FKF
IR EBIEEE, XERAip K, 5
5540 ip GRS 100 mg/kg. 10 min 5,3 B4 Kk
BUBN 45+ 1°C Hifgirh, FEHMIMFE RS 20 0
40 min W E JEREE, ¥AZRIEWIREEE ¢
W, 55 0% 1, % 20 min i,GRS 4{kiR
RT3 HRLH (p<0.01); 40 min [, PHZAIKIR
ZRARE,

WERFET KRB ACh B & HREH
B®E KR22R, 534, EEXNHAE
7 20+1°C), ip A=FEEL/KJ5 30 min B ., il
M 3% 57 FTma A fes g ACh, (SR T B A ip AR PR
#hiK; SC4H ip GRS 100 mg/kg, 10min J5,
S5ERNBH—ERN 45 1°CHEHH, 5 20
min [, Wi 3% 57 BT A A S g ACh, 255
F 1., EHRMEN, MB4A KK ACh 55
FRIE % %P 4AF e (p<<0.01), GRS A thigiR
SFHZH ACh 44 4 fn (p<<0.01), Jiy ACh
AR IE K. iR R 4 1 3 2 JoT A A IE
SFAA4N % (p<<0.01), GRS ZHKY i 3 57 5
FE iR BAR 3 5 (p<<0.01), Jy IE HXE
4 5 f%(p<<0.01),

HMRBREARERN R

1. MERBIRET X SR K096
K16 R, 4> 24, X4 ip £ K, ¢
¥4H ip GRS 70 mg/kg, 40 min FHrk, WK
7 GABA, Glu, Asp, #5 % 3, GRS 4y
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Tab 1. Effects of GRS on rectal temperture, levels of ACh and amino acids in brain and plasma
corticosterone in rats, Number of rats in parentheses, X+ SD
Group Dose (mg/kg) 20°C 45°C 20 min
Rectal Saline — 37.3+0.6(10) 40.31+0.9(10)
temperature(°C) GRS 100 37.3+£0.5(10) 39,0+0,7(10)444
ACh -Saline — 9,0+1.0(5) 6.010.4(5)*""
(umol /kg brain) GRS 100 10,04 0.8(5)448
GABA Saline — 2.61£0.2(8) 3.5+0.4(10)***
(mmol/kg brain) GRS 70 2.0+0.2(8)**"
GRS 100 3.14+0.9(10)
Glu Saline — 8.6+0.5(8) 10.9+1.6(10)"*"
(mmol/kg brain) GRS 70 8.71+0.6(8)
GRS 100 10.0+1.0(10)
Asp Saline — 3.3£0.8(8) 3.44+0.,3(10)
(mmol/kg brain) GRS 70 3.1£1.1(8)
GRS 100 3.410.4(10)
Plasma cortico- Saline — 36.1+6.9(5) 68,0+6.0(8)***
sterone(ug/100 ral) GRS 100 205,0+10,0(9)444

*** Compared with saline 20°C p<{0.01; 244 Compared with saline 45°C p<{0.01

M GABA {£T %f#4H (p<0.01), Glu % Asp
AT FEERGE 1),

2. WEHBAAT AMEALKY Poh K
B 20 R,4r 2 40, XPEA ip AEEEEK, LA
ip GRS 100 mg/kg, %Z74)5 10 min jJLN\ 45+
1°C #t48imh 20 min Bk #i] GABA, Glu, Asp,
GRS A S5EIEX HA LA =ZFE & & £EEH
5, HERM AL ZEXRAK GABA,
Glu 844, (p<<0.01).

W 174

A XMEER|K R FE 45°CIR B P 152 B 40
min, {KiRF55: LA, H 37-40°Cs X FTAEH
TR A, KRMAEIREEE, KRR
X S, TAEFE, SETC. 4 GRS KR,
e AR b, RIR RIS 4218, 20 min |,
WEART X RN, XERERT S W7E R b
HIFE IS, T AL GRS H N HW FHFE 2

WUk, HIZHRZHL . HARTE, B AR

R, FRRERURE N BB P R R RN R Y
GABA (b1, HmiRky B Rk SRR
R R RE, & X M % |, GRS ip 70
mg/kg i}, iy GABA j2b, BT BRI &4
CNS, {H7EW IR N ¥ W, X #1445 GRS A
GABA, GluiR=MN M AREI =, HHEA
TB¥EER, EX GRS Hi ¥ 8RR ETIH
i GABA, Glu, Asp %30T,
ABHERER KBTS LROFEED.
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D R R AE T A iR A TR, £
EHIRFET ACh BHRL, hRmb /YD, &
MR R BRI, By ACh g, ik
IR L7k, T GRS i HIA M ARk R _EFH,
Mk ACh B %L, MMKRFMRQR EA,%
=T RO FR A 3 %, i GRS UV I,
mEEE LA SETHREREREER, F
HXAERTRERT B-REA-T L IR KRR
%, Rt ZREVREETINME, SHRHBRK
BRI E, RE T Yl SRR 2
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EFFECTS OF GINSENG ROOT SAPONINS ON CENTRAL
TRANSMITTERS AND PLASMA CORTICOSTERONE IN WARM

STRESS-RATS

CHENG Xiu-juan, LIU Yu-lan,

LIN Gui-feng,

LUO Xiao-tian

(Dept Pharmacology, Shenyang College of Pharmacy, Shenyang 110015)

ABSTRACT Ginseng root saponins (GRS)
ip 70 mg/kg apparently diminished the level
of GABA in the brain at 20°C in rats, but
had no effect on Glu and Asp.

The rectal temperature of stress-rat was
raised after incubated 20 min in 45°C cham-
ber, at the same time the level of ACh in
the brain was diminished, GABA and Glu
were increased, the level of Asp showed no
obvious change, while plasma corticosterone
was apparently increased.

At 45°C, after ip GRS 100 mg/kg the
rectal temperature of stress-rat was apparently
lower than that of control, the level of
brain ACh was increased, and the plasma
corticosterone was increased 3times as the
control, the brain GABA, GLU and Asp had
no change.

KEY WORDS ginseng; saponins; stress;
brain; ACh; GABA; glutamates; cortico-
sterone



