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TLR4%E & & X K-F R AEA 20 34 B & FEK(P<0.01). AEA 280N Fo8 L dm IR P Nrf2 48 & & & & 3L 7K
P45 3t BB LA B E K (P<0.01); SUEZE )N §,8 Lm I Nrf2A48 % & @ Z Ok K- PR M R EH 5
(P<0.01). ZHARAFE L8 43t m A S LR a9 s RARA, FEE AR 2 g T vAd T A 5 &
AL VA B SR B 1842 R R B AR S ILZ AR 69 B 49,

KRR BV, WA OIS MR AT B3 R AR

Protective Effect of Telmisartan on Mice with Viral Myocarditis Induced by CVB3
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Abstract  The aim of this study was to investigate the protective effect of telmisartan on CVB3 (Coxsackie
B3)-induced viral myocarditis in mice. Sixty mice were randomly divided into control group, model group and ob-

servation group, with 20 mice in each group. The CVB3 virus was dissolved and injected into the abdominal cavity
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to make a model, and the observation group mice were fed with telmisartan for seven days and then sacrificed. This
article observed the pathological conditions of the myocardial tissues of the three groups of mice, and detected the
levels of SOD, MDA, GSH-Px, IL-1B, IFN-y and TNF-a by enzyme-linked immunoassay in each group. The ar-
rangement of myocardial cells in the observation group tended to be regular, with smaller gaps between cells and
fewer inflammatory cells; the level of oxidative stress indicator MDA in the myocardial tissue of the model group
was significantly higher than that of the normal group, while the levels of GSH-Px and SOD were significantly
lower than those of the normal group (P<0.01); MDA level in the myocardial tissue of the observation group was
significantly lower than that of the model group, while GSH-Px and SOD were significantly higher than that of the
model group (P<0.01). The levels of IFN-y, TNF-a and IL-1p in the myocardial tissue of the model group were
significantly higher than those of the normal group (P<0.01), while the levels of inflammatory factors in the myo-
cardial tissue of the observation group were significantly lower than those of the model group (P<0.01). The levels
of iNOS, p-p65 and TLR4 in myocardial cells of the model group were significantly higher than those in the control
group (P<0.01), while the levels of iNOS, p-p65, and TLR4 in the myocardial cells of the observation group were
higher than those of the model group (P<0.01). The level of Nrf2-related protein in the cardiomyocytes of the mod-
el group was significantly lower than that of the control group (P<0.01), while the level of Nrf2-related protein in
the cardiomyocytes of the observation group was lower than that of the model group (P<0.01). For the mice model
of viral myocarditis, early use of telmisartan can reduce myocardial damage by participating in oxidative stress and
inflammatory reaction process.

Keywords telmisartan; viral myocarditis; Coxsackie B3 virus; oxidative stress
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Fig.1 The microscopic view of myocardial tissue in mice
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Fig.4 The expression levels of iNOS, p-p65 and TLR4 in mouse cardiomyocytes
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Fig.5 The expression levels of Nrf2-related protein in mouse cardiomyocytes
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