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Abstract Objective: To investigate the effect of miRNA378 * on the myocardial cells apoptosis, calumenin
protein, endoplasmic reticulum stress and signaling pathway caused by Coxsackie virus Method: The suckling
mouse myocardium of primary culture were randomly divided into control group, Coxsackie virus B3 infecton
group, lentivirus infection miRNA378 * overexpression control group, lentivirus infection miRNA378 * over ex-
pression group. Neonatal rat cardiomyocytes were cultured, a-SMA was monitored by immunohistochemical meth-
od, ventricular myocytes were transfered by lentivirus plasmids. Excepted control group, the myocardial cells of
other groups infected with Coxsackie virus B3. TUNEL was used to detect the apoptosis rate of myocardial cells
and the Western blotting was used to detect the expression change of calumenin, endoplasmic reticulum stress
chaperone protein GRP78 and endoplasmic reticulum stress signaling pathway factors PERK, P-PERK, elF2 al-
pha, ATF4, CHOP. Result: Compared with Coxsackie virus infection group, myocardial cell apoptosis rate was
significantly decreased, calumenin protein expression was increased, and GRP78, P-PERK, elF2 alpha, ATF4,
CHOP expression were decreased in miRNA378 % overexpression group (all P<(0.01). While PERK expression
had no statistical significance between the two groups. Conclusion: Upregulation of Coxsackie virus B3 infected

myocardial cells miRNA378 * expression could decrease myocardial cell apoptosis, and increase calumenin expres-
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sion, thereby alleviate the endoplasmic reticulum stress, and inhibit the expression of endoplasmic reticulum stress

mediated apoptosis signaling pathway.
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