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Protective effects of Shuxuening injection on myocardial injury in rats with sepsis

MAO Yan-fei, SUN Lu-lu, LIAO Xing-zhi, DENG Xiao-ming "
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[Abstract] Objective To investigate whether Shuxuening injection has a protective effect on myocardial injury in rats

with cecal ligation and puncture(CLP)-induced sepsis. Methods Thirty SD rats were randomly allocated to Sham group, CLP
group and Shuxuening group (SXN group). In the Shuzxuening group, Shuxuening injection was intraperitoneally injected at a
dose of 1 mg(0. 3 ml)/body weight 1 h before CLP challenge. The sham and CLP groups received an equal volume of saline
injection (0. 3 ml/kg) at the same time points. Six hours later, the blood samples were obtained from abdominal aorta to
determine the contents of TnT, TNF-q, and IL-18. Meanwhile, MDA contents and SOD activities in myocardial tissues were
also tested and the pathologic changes of the myocardial tissue were observed by H-E staining. Results Compared with CLP
group, the serum contents of TnT, TNF-«, and IL-18 and myocardial tissue MDA were decreased in Shuxuening group; and
the myocardial tissue SOD activities were significantly increased in Shuxuening group (P <_0. 05 or 0. 01). Microscope
observation showed that the degrees of myocardial congestion, edema, and inflammatory cell infiltration were greatly improved
in the Shuzxuening group compared with in the CLP group. Conclusion Our results suggest that Shuxuening can protect
against CLP-induced myocardial injury in rats, probably through scavenging free radical and inhibiting release of inflammatory
mediators.
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Fig 1 Cardiac morphological changes in three groups (H-E staining)
A, D: Sham group; B. E;: CLP group; C, F: SXN group. Original magnification: X200
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Tab 1 Comparison of MDA and SOD contents

in myocardial tissues

(n=10, x=*£s)
Group MDA zp/(nmol «+ mg™!) SOD zp/(NU » mg™ 1)
Sham 1.1840. 16 39.1445.72
CLP 2.74+0.347 " 31.664+5.18* *
SXN 2.3640.37" "4 34,9545, 02 * AL

** P<C0. 01 vs Sham group; % P<C0. 05,44 P<C0. 01 vs CLP group
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J& .5 Sham 41t = & B IR A A 82 B T+ L (1
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0.05,P<0.01),
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Tab 2 Plasma TnT, TNF-a, and IL-1p levels in the three groups

(n=10, x£s)
Group TnT pls//(‘ug <L°H TNF-« p];/(#g eml 1) H;lB p]s//(;ig eml 1)
Sham 0.32+0. 26 0.12540. 056 0.084740.031
CLP 1.714+0.85* * 0.22040.097 "~ 0.17340.043"
SXN 1.34+0. 72" * A4 0.2034+0.092" & 0.15140. 045" * &

** P<C0. 01 vs Sham group;~ P<<0. 05,44 P<C0. 01 vs CLP group
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