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The role of HDAC 8 in isoprenaline-induced myocardial fibrosis of rat
Zhi Min' > Tao Hui' > Chen Zewen’ et al
(' Dept of Cardiothoracic Surgery The Second Affiliated Hospital of Anhui Medical University
* Cardiovascular Disease Research Center Anhui Medical University Hefei 230601)

Abstract Objective To preliminarily study the expression and the role of histone deacetylase 8 ( HDAC8) of i—
soprenaline induced myocardial fibrosis in rats. Methods The 40 male SD rats were randomly divided into normal
group and the experimental model group. The model group was treated subcutaneously with 5 mg/kg isoprenaline
daily for 7 d; the normal group was given the same amount of normal saline at the same time. Rats were executed
to obtain blood samples and myocardial tissue after 7 d. And HW/BW LVW/BW were tested. ELISA was used to
detected the content of type I collagen and type III collagen in serum. The degree of myocardial fibrosis was ob—
served with HE and Masson staining method. The expressions of HDAC8 and a-SMA were tested by Western blot.

The mRNA expressions of a-SMA and HDAC8 were examined by qRT-PCR. Results HW/BW and LVW/BW in-
creased significantly in the model group compared with the normal group( P <0. 05) . The content of type I collagen
and type Il collagen in serum increased significantly in the model group compared with the normal group( P <

0.05) . HE and Masson staining showed myocardial tissue in the model group appeared obviously collagen fiber hy—
perplasia. The expressions of HDAC8 and a-SMA in the model group were higher than the normal group( P <

0.05) . qRTPCR detection of mRNA expression of HDAC8 model group was significantly higher than the normal
group ( P <0.05) . Conclusion The HDACS is highly expressed in myocardial fibrosis but lowly expressed in nor—
mal myocardium suggesting that it may play a role in the development of myocardial fibrosis.
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