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HU Zong-1i ,HUANG Xiao ping ( Depart ment of Pharmacology , Bicengineering of Shaoguan College , Shaoguan 512005 , China)

ABSTRACT :OBJECTIVE  To study the effects of saponin of Acanthopanax Obovatus Hoo( SAOH) on the left cardiac function ,the
serum level of nitric oxide( NO) and the plas ma level of endothlin( ET) during myocardial ische mic reperfusion injury( IRI) in rats .
METHOD The experiment was carried out with IRI of rat in vivo. The left cardiac function was measured by the analysis system ,
the level of NOin serum by spectrophoto metry and the level of ET in plas ma by radioim munoassay( RIA) . The rats were divided into
three groups :sham ,ische mic/ reperfusion(I/ R) and SAOH group. RESULTS Compared with the sham group, the left cardiac func-
tion , the level of NO and ratio of NO/ ET in serum in the I/ R group were decreased, while the content of ET in plas ma was increased
after IRI ( P<0.001) . Compared with the I/ R group ,in the SAOH group, the left cardiac function was improved , the level of NO
in serum was increased obviously while the content of ET in plasma was decreased markedly and the ratio of NO/ ET was improved
( P<0.001) .CONCLUSION SAOH can improved left cardiac function and enhanced the level of NO in serum, decreased the con-
tent of ET in plasma after myocardial IRI. One of the mechanism may be that SAOH can enhance NOs secretes and protect myocar-
dial and endothelia cells , rehabilitate the balance between NO and ET .

KEY WORDS saponin of acanthopanax obovatus hoo; myocardial ische mic/ reperfusion injury ; left cardiac function ;nitric oxide ;

endothelin
( Acanth()panax obovatus Hoo, AOH) 4mL/ kg, 60 min ; @
, (I/R) : 10 min ,
( Saponin of Acunth()panux obovatus Hoo,SAOH) , ST ,
N ,30 min s ST s
.21, , (iische mic sy 30 min ; @SAOH
reperfusion injury ,IRI) N s ( nitric : 10min .,
oxide ,NO) . (endothlin, ET) (31 SAOH 100 mg/ kg(4mL/ kg) , I/ R
(47, SAOH IR NO.ET" 15 Lol
IRI s SAOH NO ET p OkPa s
, SAOH IRI . , ,
1 . SMUP-CARDIO
1.1 30'min 30 min (LVSP) .
Wistar 24 220 ~ 240g ; ( + dp/ dt ) -
(-dp/ dtysy) -
1.2 ( +dp/ dt ./ ip) -
SAOH , 1.6 NO ET
98 %, 2.5% ,pH=8.0. NO , 2, 1 30001/ min
,ET 4°C 10 min, , s
NO. 1 10 % EDTA Na 30uL 40puL
1.3 (3] . ,30001/ min 4 C 10 min, , ET
Wistar , 20% (0. ET.
5mL/100g) , , , 1.7
DH- 140 ( ), + (xEs), t
55~60 / min, 3 ~4mL/100g.
) , 11 . 2
3~4 s s s 2.1 SAOH IRI
, 4/
0 2mm R . R s I/ R
14 , SAOH
24 3 s 8 ) J/ R ,SAOH
(sham) : s 10 min s I/R

2003 12 20 6 Chin JMAP ,2003 December, Vol .20 No.6* 469



, SAOH . 1.

1 SAOH 1IRI (xEs,n=8)
Tab 1 Effects of SAOH on left cardiac function in rats of myocardial ische mia reperfusion injury( x £s,n =8)
Group LVSP(kPa) + dp/ dt . max - dp/ dt . max + dp/ dt . max/ip( kPa/s)
sham 14.6%£0.39 777 15 .8 539%17.6 102 6.2
I/ R 14.3%0.37 774 %17 .6 531 £19 .8 101 £8 .2
SAOH 14.3%0.40 789 £20 .8 5271223 101 £8 .8
sham 14.2%0.38 737 £15 .1 518 £18 .4 98 £5 .2
I/ R 11.8%£0.39? 605 *14 .1 411 *£14 .32 88 +6.8"
SAOH 12.9%0.39% 663 £17 .1 446 18 .89 92+8 .2
sham 13.9%0.38 731 £11 .6 498 £13 .1 93 +5 .2
I/ R 9.6 10 .42% 444 X18 .17 300 16 .27 78 £8 .12
SAOH 11.8£0.34Y 580 £20 .39 372 13 .0¥ 87 19 .4
I/ R sham ) P<0.01,2 P<0.001 ;SAOH I/ R ) P<0.001
Note :campared with the sham group D P<0.01,2 P<0.001 ; campared with the I/ R group ) P<0.001
2.2 SAOH IRI NO ET NO ET R
I/ R NO s ET SAOH IRI s
,NO/ET . I/ R ,SAOH s NO ET s
NO ET s NO/ET . NO/ET o SAOH
2. NOS NO,
2 SAOH IRI NO ET ( xEs, s NO/ET .
n=2_8)
Tab2 Effects of SAOH on the levels of NO in serum and ET
in plasma( x £s,n=8) [1] ,
Group NO( pmol/ L) ET(pg/ mL) NO/ ET L1 »1998,12(3) :143..
sham 47 4%3 .73 142£7 3 0.33 £0.021 [2] ’ ’ ’
I/ R 19.8 £2.70" 303 £8 .9V 0.06 £0.012" / - 1996.5(4) :30.
SAOH 50 247 142 197 +10 .12 0.30 0 .024? [83] Friedrich B. Interaction of nitric oxide and endothelimr1 in is-
IR sham 1) p< 0001 : SAOH UR pe chemis/ reperfusion injury of rat heart[ J]. J Mol Cell Cardiol,
0 001 1997 ,29 :2364 .

Note : Compared with the sham group, D' P<0.001; Compared with the
1/ R group, > P<0.001 .

3
LVSP, + dp/ dt oy , + dp/ dt oy 2 TP
-dp/ dt . max
. IRI ,
, ( ORF) .
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,Sato  [#] NO L-
Arg N NO 5
, NO
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NO ,
OFR 91,
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