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Experimental study on the effects of Calycosin on myocardial injury in rats with sepsis by regulating TLR4/
p38MAPK pathway LIU Jie LI Ping GAO Yanxia et al. Emergency Department The Second Affiliated Hospital of Xi’ an
Jiaotong University Shaaxi Xi” an 710004 China

[Abstract] Objective To investigate the effects of Calycosin on myocardial injury in rats with sepsis and to explore
whether it can regulate Tolldike receptor 4 ( TLR4) /mitogen-activated protein kinase ( p38MAPK) pathway and its action
mechanism. Methods  Fiftyfour adult SD rats were randomly divided into six groups. The rat models with sepsis were
established except for those in normal control group ( NC group) . After the rat models were successfully established the rats in
positive control group ( PC group) were injected intraperitoneally with ulinastatin 100kU/kg dissolved in 1ml/100g saline. The
rats in low medium and high dose groups ( group A B and C) were injected intraperitoneally with Smg 10mg and 20mg/kg of
Calycosin dissolved in 1ml/100g saline respectively. The rats in model control group ( MC group) and NC group were
intraperitoneally injected with 1ml/100g saline once a day for a week. After intervention all the rats were sacrificed and the
levels of TLR4 TNF-o and NO in myocardial tissue were detected. Hematoxylin-eosin staining ( HE) was used to observe the
pathological changes of myocardium. Apoptotic index ( AI) of cardiac myocytes was measured by deoxyribonucleotide terminal
transferase mediated nick end labeling ( TUNEL) . Real-time polymerase chain reaction ( RT-PCR) was used to detect the
expression levels of TLR4 and p38MAPK in myocardium. Moreover the expression levels of TLR4 p38MAPK and
phosphorylated p38MAPK ( pp38MAPK) in myocardium were detected by Western Blot. Results The levels of TLR4 TNF-
o NO and Al in myocardial tissues in MC group were significantly higher than those in NC group ( P <0.01) however which
in PC group and group A B C were significantly lower than those in MC group ( P <0.01) moreover which in PC group
group B and group C were significantly lower than those in group A ( P <0.01) and which in group C were significantly lower
than those in PC group and group B ( P <0.01) . The pathological changes of myocardial fibers and cells in MC group were

serious however which in PC group and group A B C were significantly alleviated which in group C were the closest to those

in NC group. The levels of TLR4 gene and protein p—

( :2017SF-261) p38MAPK in myocardial tissue in MC group were
: 710004 significantly higher than those in NC group ( P <
710004 0.01) which in PC group and group A B C were

significantly lower than those in MC group ( P <
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group C were significantly lower than those in group A ( P <0.01) which in group C were significantly lower than those in PC

group and group B ( P <0.01) . Conclusion The intraperitoneal injection of Calycosin for the rats with sepsis can control

myocardial inflammation reaction alleviate pathological changes and inhibit cardiomyocyte apoptosis in a concentration—

dependent manner and its action mechanism may be related to the inhibition of TLR4 gene and protein expression and the

control of pp38MAPK pathway.
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