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with valvular atrial fibrillation and their clinical significance

Zhuang Zhenzhen, Tao Yiqin, Hu Haifeng, Xiao Dashu
(Chaohu Hospital of Anhui Medical University, Hefei 238000, Anhui, China)

Abstract: Objective To investigate the expression changes of histone deacetylase 4 (HDAC4) and type

I collagen (CollAl) in patients with valvular atrial fibrillation (AF) and their clinical significance. ~Methods
This study collected the right atrial tissue samples and the information of patients undergoing valve replace-
ment and thoracotomy repair for congenital heart disease in the Department of Cardiothoracic Surgery, Chaohu
Hospital of Anhui Medical University from October 2020 to April 2022. Patients were divided into valvular at-
rial fibrillation group (AF group) and congenital heart disease with sinus rhythm group (SR group) according
to their medical history, color Doppler ultrasound, routine electrocardiogram and 24-hour dynamic electrocardi-
ogram, with thirty patients in each group. The expression levels of HDAC4 and Coll1 Al in the two groups were

observed and compared. Masson and HE staining were used to observe the changes of collagen and pathology in
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myocardial tissues. Western blot and quantitative real-time polymerase chain reaction (qRT-PCR) were used to
detect the changes of protein and mRNA expressions of HDAC4 and Coll Al in myocardial tissues. The protein
expressions of HDAC4 and CollAl in myocardial tissues were detected by immunohistochemistry.  Results

Compared with those of the SR group, collagen was mainly distributed in myocardial interstitium, and collagen
deposition increased in the AF group, and the difference was statistically significant ( P <{0. 05). Compared
with those of the SR group, the protein and mRNA expressions of HDAC4 and Coll Al in the AF group in-
The expression of

creased, with the difference being statistically significant ( P <Z0. 05).  Conclusion

HDAC4 and Coll Al increase in myocardial tissue of valvular atrial fibrillation, suggesting that HDAC4 and

Coll Al may promote the occurrence and development of valvular atrial fibrillation.
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