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Fig 1. Effects of Panax notoginseng saponins

(PNS) and verapamil (Ver) on CaCl,-induced
increase in guinea pig right atrial rate, n=4,
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Flg 2. Effects of PNS and Ver on isoprenaline-

induced increase in guinea pig right atrial rate
(n=5) or on CaCl,-induced increase in guinea pig
left atrial contraction (n=4),

MECEMBEAKRIE /05 5IETF
iy 30 min 5, HJAR 1 Hz, 3¢9 3ms, fili%
DREELL B 3096 MUJT B, A5 I 2
et B G, PR 30 min, SRJS, 45 PNS
1 8k 3 mg/ml, #1230 min, [L%5%8 PNS 35
DS W Hs iy Efe, 4553 SR PNS 1, 3
mg/ml ¥4 7200 55 L 46 T A%, 43 BIREAR T
217 f181+£6%(p<0.01, n=4),

*f Iso, CaCl, EEZENEAMEE HIK
Iso, CaCl, #45% /=00 J5 UK 4 110 BRBLRL -3
g%, 7e# G fil -2t 2657 30 min, 45 PNS
2 Ver, W74 {t. PNS gEdml
Iso, CaCl, 3§38 70 .00 b5 LML 4 DO PERD, 4 3L
EYEE R B -2l /AT, BRI E
1%, B8 S ROER SRR R IERS, &3k

EAM TG 2, 8), HpD! (-log g/ml)
GBI 2.7+0.312.3+0.4, Ver 7 4f 3%
bk 3 CaCly ROIEPEARIPERI (8 2). 2
pD] J5 4.940.4 (n¥k 8),

99
=
~ 904
L1
2 704
& 50
@ 30
= 10
£
5, 4
x H
0.1
10 9 ] 7 6
{soprenaline {-log mol/L)
Fig 3. Effects of PNS on isoprenaline-induced

increase in guinea pig Ileft atrial contraction,
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Fig 4. Effect of PNS 1 mg/ml on the action
potential of guinea pig isolated papillary muscle
cells,
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Negative chronotropic and inotropic effects of Panax notoginseng

saponins

WU Jie-Xiong, CHEN Jun-Xiu

(Department of Pharmacology, SUN Yat-Sen University of Medical Sciences, Guangzhou 510089)

ABSTRACT The automatic beating rate of
guinea pig isolated right heart atrium was
slowed down and the positive chronotropic
effect of CaCl, or isoprenaline was attenu-
ated by Panax notoginseng saponins (PNS)
1-3 mg/ml. The force of contraction of
isolated left atrium and the positive inotrop-
ic effect of CaCl, or isoprenaline were in-
hibited by PNS 1-6 mg/ml. The inhibitory
effects were dose— and frequency-dependent.
Verapamil showed a similar effects to PNS.
The electrophysiological study of transmem-
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brane potential of isolated right papillary
muscle cells revealed that both the plateau
phase and duration of the action potentials
were shortened by PNS 1 mg/ml. The
results indicate that PNS is probably a
calcium antagonist similar to verapamil.
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