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Effects of Yixintai on Ventricular Remodeling and p-p38MAPK, P-arrestin Protein

Expression in Rats with Chronic Heart Failure

SUN Tao', LI Y&*, GUO Zhihua'?, LONG Yun', ZENG Ying', WANG Yue'
(1. The First Affiliated Hospital of Hunan University of Chinese Medicine, Changsha, Hunan 410007, China
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(Abstract] Objective To investigate the effects of B-arrestin and p38 mitogen activated protein kinase (p—p38MAPK) on
ventricular remodeling in rats with chronic heart failure and the intervention of Yixintai. Methods The rat model of chronic heart
failure was established. The rats were randomly divided into a normal control group, a model group, a Yixintai group and a
carvedilol group. The Yixintai group was given drug of 2.0 g/(10 mL-kg); the carvedilol group was given drug of 10 mg/(10 mL-kg);
the normal control group and the model group were given normal saline by gavage with equal volume. Ventricular weights index,
left ventricular diameter and B-arrestin, p-p38MAPK protein expression were measured after 8 weeks of treatment. Results Compared
with the normal control group, the left and right ventricular mass indexes of the model group increased significantly, and the
end—diastolic and end-systolic diameters of the left ventricle increased significantly. The thickness of the posterior wall of the left
ventricle and the ventricular septum decreased significantly, and the expression of B-arrestin protein decreased. The expression of
p—p38MAPK protein increased, and the difference was statistically significant (P<0.01). Compared with the model group, the left and

right ventricular mass indexes of the Yixintai group and the carvedilol group were reduced, and the left ventricular end—diastolic
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and end-systolic diameters decreased. The thickness of the left ventricular posterior wall and ventricular septum increased, and B—

arrestin protein expression increased. The expression of p-p38MAPK protein decreased, and the difference was statistically

significant (P<0.05). There was no significant difference between the Yixintai group and the carvedilol group in each index, and

the difference was statistically significant (P>0.05). Conclusion Yixintai may inhibit the expression of p—p38MAPK by activating B—

arrestin, which may interfere with the process of ventricular remodeling to some extent.

(Keywords) chronic heart failure; Yixintai; ventricular remodeling; [ —inhibitory protein; p38 mitogen activated protein

kinase
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