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ABSTRACT Objective: To investigate the cysteinyl aminoacyl receptor antagonist agent montelukast sodium (montelukast) for
coxsackievirus B3 (CVB3) infection the protective effect of myocardial injury in mice model. Methods: 65 SPF BALB / ¢ mice, male,
weight is 16 to 20 gram were randomly divided into four groups: group a blank control group (10 rats); group B virus control group (15
rats); group C for montelukast sodium group of small dose (20 rats), group D for montelukast sodium group of large dose (20 rats). The
inoculation of the virus on the 14th day were all surviving mice, take heart, differences in each group of mice the myocardial lesion score,
nuclear factor kB (NF- kB) was observed through various detection technologies. Results: Montelukast sodium treatment group
myocardial NF-kB mRNA and protein expression levels were lower than that of the virus control group (P < 0.05), and high dose group
significantly; at the same time of montelukast sodium in treatment group and virus control group myocardial NF-kB mRNA and protein
expression level and the myocardial lesion score was positively correlated (r = 0.77, P < 0.05). Conclusion: Montelukast sodium on
myocardial injury in mice serum nuclear factor kB (NF-«kB) inhibition, especially significant effect of high dose group and montelukast
sodium on CVB3 infection of myocardium in mice has a protective effec.
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Fig. 1The survival curves of mice in each group

Note: For the survival variable t, no statistics are computed for control variable group = 1 because there are no valid cases.
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Fig. 2 Pathological changes of myocardial tissue in each group under the microscope

Note: group A was the control group; group B was the virus control group; group C was the montelukast sodium group of small dose; group D was the

montelukast sodium group of large dose
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Fig.3 Schematic diagram of mRNA NF-kBp65 expression in the
myocardium of each group of mice
Note: *P<0.05, group A was the control group; group B was the virus
control group; group C was the montelukast sodium group of small dose;

group D was the montelukast sodium group of large dose
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Fig. 4 NF-kbp65 blotting results( The vertical axis was relative gray value )

Note: *P<0.05, group A was the control group; group B was the virus control group;

group C was the montelukast sodium group of small dose; group D was the montelukast sodium group of large dose
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Table 1 Pairwise comparisons of survival rate of each group

(I) group (J) group Wilcoxon (Gehan) Statistic df Sig.
2 3 3.338 1 .068
4 .109 1 741
3 2 3.338 1 .068
4 1.500 1 221
4 2 .109 1 741
3 1.500 1 221
a. Comparisons are exact.
* 2 FAPOIURERS K NF-kB mRNA FiE(E5R
Table 2 The expression of nuclear factor kappa mRNA and myocardial lesion score of each group
Groups Cases Pathologic score A CT A aCT 240t
Group A 10 0 12.99+ 0.21 1.79%+ 0.21 0.29
Group B 15 2.85%+ 0.40 9.84% 0.13 -1.35+ 0.13 2.56
Group C 20 1.62+ 0.32 11.19+ 0.30 0.00%+ 0.30 1.00
Group D 20 0.99+ 0.10 11..57+ 0.24 0.37+ 0.24 0.77

Note: group A was the control group;group B was the virus control group; group C was the montelukast sodium group of small dose; group D was the

montelukast sodium group of large dose.
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