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Tab. 1 The influence of PNS on GSH - Px, NO, MDA, CRP, cTn-1I and CK —MB in post: AMI LVRM rats

. . F& MDA NO GSH - Px CRP ¢Tn=1 CK-MB

- (mg-kg™') (nmol-mL™')  (pmol-L™") (UL™h (mg'L™!) (pgl’l) (u-L™hH
AP KR 8 2mlkg™! 3.95+1.72  103.15£45.30  309.72£40.23  7.96 +0.33 3.08+1,26  2794.84 +991.04
WEEHH 9 20 1.37+0.53*  65.89+15.15 396.48 +44.53* 4.30+1.01™ ~ 1.65+1.55  370.19+230.79"
PNS R EA 7 10 2.00+1.11*  66.26+16.77 375.97+55.65*  6.50 +2.87 2.49 3,54 972.08 £1826.61
PNS HHIEH 10 20 1.61 £0.89*  90.34 +54.40 413.76 +46.74* 3.42+1.41™  1.66+1.29  1257.87 +1812.03
NS EijEe 8 40 1.74 +0.71*  61.93 £22.59* 395.40+48.61*  6.97 +2.59 1.47+1.07  279.36 £142.73*
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Tab.2 The effect of PNS improving cardiac hypertrophy and pathological manifestations of myocardial cell in post AMI LVRM rats

T . & ADHE%'E’@C O VAR s B A AR A (BRI B )
(mg’kgﬂl) (g-kg D I I i W% vV Mean Rank
AR RA 8 2ml kg~ 8.62+1.05 0 4 6 6 2 127.17
TR R4 9 20 5.30+1.21% 20 12 6 0 0 71.45*%
PNS fHI 24 7 10 5.94 +1.70* 15 8 3 0 1 70.50 **
PNS I E4H 10 20 5.07 +0.87™ 20 0 9 4 1 77.97*
PNS mRlEA 8 40 5.32+1.01™ 25 8 0 2 0 59,13 ™
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Fig. 1 HE staining map of infarct sites
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Abstract: It was studied the Panax Notoginsenoside (PNS) on free radical injury and cardiac myocytes’ morpho-
logical alterations in rats with acute post-myocardial infarction ( AMI) left ventricular remodeling (LVRM). By
ligation in rats left anterior descending coronary artery, building rat model of AMI, after 24 hours of postoperative,
the rats were randomly divided into control and experimental groups, then respectively gavaged NS and the low,
middle and high dosage of PNS for four consecutive weeks to observe the index such as Malondialdehyde (MDA),
C-reactive protein ( CRP), Troponin-I (cTn-I), Creatine kinase isoenzymes (CK-MB), Glutathione peroxidase
( GSH-PX), Nitric oxide (NO) and the pathological structure of cardiac myocytes, cardiac index of PNS and Fos-
inopril in the disease rats. The result showed that compared with the NS group, PNS and Fosinopril can be signifi-
cantly improved pathological changes and cardiac index of left ventricular cardiac myocytes’ morphology rats (P <
0.01), the biochemistry index SOD, MDA, CRP, CK-MB and cTn-I are all significantly lower, the activity of

GSH-PX significantly enhanced (P <0.01 ~0.05), the high-dose PNS group can decrease NO (P <0.05). So,

through inhibiting lipid peroxidation in rats, PNS can reduce pathological injury of cardiac myocytes, enhance the
antioxidance, inhibit cardiac hypertrophy and improve ventricular remodeling, morphological structure of cardiac
myocytes in post AMI LVRM rats.

Key words; panax notoginsenoside (PNS); myocardial infarction; ventricular remodeling; anti-oxidation; my-
ocardial morphology





