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Role of HDAC3 in H9C2 cell ischemia-reperfusion

injury and intervention mechanism
Zhan Hongying Tao Hui Xu Shengsong et al
( Dept of Cardio-Thoracic Surgery The Second Affiliated Hospital of Anhui Medical University
Cardiovascular Disease Research Center of Anhui Medical University Hefer 230601)

Abstract Objective To investigate the expression and the role of histone deacetylase 3( HDAC3) on H9C2 cell
ischemia reperfusion injury. Methods H9C2 myocardial cells were divided into 3 groups randomly: control group
I/R group I/R +TSA group. The cell viability was detected by MTT. Lactate dehydrogenase( LDH) level was de—
tected in culture. The protein expression of HDAC3 was tested by Western blot. The mRNA expression of HDAC3
was examined by qRT-PCR. Results MTT assay showed that cell viability decreased significantly in I/R group
compared with the control group increased significantly in I/R + TSA group compared with I/R group. The content
of LDH in cell activity increased significantly in I/R group compared with the control group decreased significantly
in I/R + TSA group compared with I/R group. Western blot indicated that the protein expression of HDAC3 in I/R
group was higher than the control group the expression of HDAC3 in I/R + TSA group was lower than I/R group.
qRT-PCR indicated that the mRNA expression of HDAC3 in I/R group was higher than the control group the ex—
pression of HDAC3 in I/R + TSA group was lower than that in I/R group. Conclusion Upregulated HDAC3 plays
an important role in H9C2 cell ischemia reperfusion injury.
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