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Study on the role of heat shock protein A12B mediated COX-2 expression in regulating mitochondrial autophagy
of myocardial cells in myocardial ischemia-reperfusion injury

WANG Shu-jun', TAN Hui-qiong”, YUAN Jie® (1. Department of Geriatric Medicine, First Affiliated Hospital of Hainan Medical
College , Haikou Hainan 570102, China;2. Department of Cardiovascular Medicine , Fuwai Hospital , Chinese Academy of Medical Sciences,
Beijing 100037, China ;3. Department of Cardiology ,People’ s Hospital of Xinjiang Uygur Autonomous Region,Urumgi Xinjiang 830001 , China)

Abstract: Objective To investigate the effect of heat shock protein A12B ( HSPA12B) on mitochondrial autophagy of myocardial cells
in myocardial ischemia-reperfusion (MI/R) injury and its possible molecular mechanism. Methods A total of 40 SD rats were randomly
divided into the sham operation group,the model group,the pLVX-NC group and the pLVX-HSPA12B group, with 10 rats in each group.
Among them,rats in the sham operation group only exposed the heart without MI/R treatment,rats in the model group were given intramyocar-
dial injection of 20 wL of 0. 9% sodium chloride injection and then the MI/R model was constructed after 7 days ;rats in the pLVX-NC group
were given intramyocardial injection of 20 L pLVX-NC lentivirus and then the MI/R model was constructed after 7 days;rats in the pLVX-
HSPA12B group were given intramyocardial injection of 20 wL pLVX-HSPAI2B lentivirus and then the MI/R model was constructed after
7 days. ELISA was used to determine the levels of serum creatine kinase isoenzymes ( CK-MB) and lactate dehydrogenase (LDH) of rats in
each group, HE staining was used to observe the pathological morphology of myocardial tissues of rats in each group, TUNEL staining was used
to detect the cell apoptosis in myocardial tissues of rats in each group,the immunohistochemical staining was used to detect the expressions of
cyclooxygenase-2 (COX-2) and microtubule-associated protein 1 light chain 3 beta (LC3B) in myocardial tissues of rats in each group,
Western blot was used to determine the ratio of LC3 [[ /LC3 [ and the expression levels of Parkin and PINKI proteins in myocardial tissues
of rats in each group. Results Compared with the sham operation group, the levels of serum CK-MB and LDH in the model group increased,
the damage of myocardial tissues was more severe ,the TUNEL positive cell rate in the myocardial tissues increased,and the COX-2 positive

expression rate increased , while the LC33 positive expression rate decreased , the ratio of LC3 I /LC3 I decreased,and the expression levels
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of Parkin and PINKI1 proteins were down-regulated (P <0.05). Compared with the model group and the pLVX-NC group, the levels of serum

CK-MB and LDH in the pLVX-HSPA12B group decreased, the damage of myocardial tissues was significantly reduced, the TUNEL positive

cell rate in the myocardial tissues was reduced ,the COX-2 postive expression rate decreased,at the same time,the LC3 positive expression

rate increased , the ratio of LC3 [I /LLC3 | increased,and the expression levels of Parkin and PINKI proteins were up-regulated (P <0.05).

Conclusion HSPA12B can alleviate the myocardial injury of MI/R model rats by increasing the mitochondrial autophagy pathway of myocar-

dial cells,and its mechanism may be related to the inhibition of COX-2 expression.

Keywords : myocardial ischemia-reperfusion;heat shock protein A12B;cyclooxygenase-2 ; mitochondria ; autophagy
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Effects of THBS1 gene-edited BMSCs on nasal mucosal barrier function and inflammatory response in model
mice with allergic rhinitis
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Abstract: Objective To explore the effects of thrombospondin-1 ( THBS1) gene-edited bone marrow mesenchymal stem cells
(BMSCs) on the nasal mucosal barrier function and inflammatory response in mice with allergic rhinitis ( AR). Methods Mouse BMSCs
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