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Abstract: [Objective] To study how DJ-1 modulates endoplasmic reticulum stress (ERS) in neonatal cardiomyocytes. [ Method ]

In neonatal cardiomyocytes, thapsigargin(TG) and phenylephrine (PE) were used to induce ERS. Overexpression of DJ-1 protein was

mediated by adenovirus transfection. The mRNA and protein levels of ERS markers including GRP78 and calreticulinin cardiomyocytes

under PE or TG stress were detected using Q-PCR and Western blotting. [ Results] TG and PE significantly induced the ERS markers

including the mRNA and protein levels of GRP78 and calreticulin, indicating that TG and PE are the inducer of cardiac ERS. The

overexpression of DJ-1 was achieved by the utilization of adenovirus. We discovered that overexpression of DJ-1 markedly reduced the

mRNA and protein levels of GRP78 and calreticulin, indicating that DJ-1 is a negative modulator of ERS induced by TG and PE.
[ Conclusion] DJ-1 inhibits ERS induced by TG and PE in neonatal cardiomyocytes.
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