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Expression and Significance of Mitochondrial Oxidative Stress — related Protease PRDX3 in Aortic Dissection. Zheng Sthao, Wang Zhi-
wei. Renmin Hospital of Wuhan University, Hubei 430000 ,China

Abstract Objective To investigate the expression and significance of mitochondrial oxidative stress — related protease PRDX3 in
aortic dissection. Methods Patients who were diagnosed with Stanford tape I with a parallel thoracic aortic dissection from August 2018
to April 2019 were enrolled in the AD group,and patients who were operated with heart transplantation were enrolled as donors. Western
blot and immunohistochemical staining were used to detect the express differences of PRDX3 in aortic tissue of patients with aortic dissec-
tion and normal control group. We established the human aortic smooth muscle cells (HASMC) oxidative stress model, and extraced the
cell protein to detect the express differences of PRDX3 between the hydrogen peroxide treated group and the control group by Western blot.
An animal model of aortic dissection in SD rats was established by using 0.3% B - isoamino — propanonitrel (BAPN). The aortic tissues
of the two groups of rats were embedded in paraffin. The post — treatment procedures and detection indexes of the specimens were the same
as those of human specimens. Results In human samples, Western blot and immunohistochemistry showed that the expression of PRDX3
in aortic vessels of AD group was significantly higher than that in control group (P <0.05). In animal experiment, immunohistochemistry
showed that the expression of PRDX3 was significantly increased in the aortic tissues of rats in AD group. Cell experiment also showed that
the expression of PRDX3 in aorta of oxidative stress group was significantly higher than that of control group (P <0.05). Conclusion
PRDX3 is closely related to mitochondrial oxidative stress. The increase of PRDX3 indicates elevated mitochondrial oxidative stress levels
in aortic dissection. The up — regulation of PRDX3 expression may be closely related to the occurrence and development of aortic dissec-
tion, providing a new target for the treatment of aortic dissection in the future.
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