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Regulation of all-#rans-retinoic acid on expression of
myosin light chain kinase in myocardial tissue through

the pathway of ERK/MAPK in atherosclerosis model rabbit
Wang Xue Yu Pei Wang Yi et al
( Dept of Biochemistry and Laboratory of Molecular Biology of Anhui Medical University
Key Laboratory of Gene Utilization for Severe Disease of Anhui Province Hefei 230032)

Abstract Objective To explore the expression of myosin light chain kinase( MLCK) in myocardial tissue regula—
ted by the all4rans—retinoic acid( ATRA) through the pathway of ERK/MAPK in atherosclerosis( AS) model rab—
bit. Methods The New Zealand white rabbits were randomly divided into three groups: normal group model
group and ATRA group . The normal group were fed with normal diets. The model group were fed on high-fat diets
( normal diets + 1% cholesterol +5% lard) . The ATRA group was given ATRA 5 mg/(kg * d) while feeding
highfat diets. After 12 weeks the arterial and cardiac tissues were taken and the formation of arterial wall plaque
was analyzed by oil red staining; Haematoxylin-eosin ( HE) staining and Masson staining were used to detect mor—
phological changes of myocardial tissue. Immunohistochemistry was used to detect the expression of MLCK in myo—

cardial tissue. Western blot was used to observe the changes of MLLCK and ERK phosphorylation in myocardial tis—
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sue. H9¢2 cardiomyocytes were cultured in vitro and divided into normal group model group ATRA group ERK/

MAPK selective inhibitor ( PD) group. Western blot was employed to detect the expression of MLCK. Results

The AS model rabbit was built successfully 12 weeks later. Compared with normal group arterial wall formed lots

of atherosclerotic plaques in model group; HE staining showed that there was a serious disturbance of myocardial

tissue in the model group; Masson stain indicated that collagen fibers accumulated seriously in myocardial tissue.

Immunohistochemistry showed that expression of MLCK and ERK phosphorylation were enhanced in myocardial tis—
sue. After the treatment of ATRA the expression of the MLCK and ERK phosphorylation decreased clearly. The ex—

pression of MLCK protein in the cells of the model group was increased and the expression of MLCK decreased af-
ter the ATRA and ERK/MAPK inhibitors were given. Conclusion ATRA may regulate the expression of MLCK in
myocardial tissue of AS model rabbit by the pathway of ERK/MAPK.
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