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Metoprolol tartrate suppressed thoracic aortic aneurysms progression of rats by
regulating TGF-p/Smad signal pathway

LIU Jupeng, LI Jianquan
Third Staff Hospital of Baotou Iron and Steel Group, Baotou 014010, China

Abstract: Objective To investigate metoprolol tartrate regulated TGF-f/Smad signal pathway suppressed thoracic aortic aneurysms
progression. Methods After exposing the descending thoracic aorta of rats for 1 cm, the cotton yarn immersed in 0.5 mol/L calcium
chloride was covered with adventitia for 15 ~ 20 minutes to establish TAA model. The model group, the high, medium and low dose
of metoprolol tartrate (0.60, 0.30, 0.15 mg/kg) group were set up, another 10 rats were taken as control group. Corresponding drugs
was ig administered once a day for four weeks, distilled water was ig administered in model group and control group. The
physiological activities of rats were observed and recorded, HE staining was used to observe the changes of arterial lumen surface.
TGF-B, Smad2, Smad3 mRNA detected by real time PCR, and TGF-, Smad2, Smad3 protein level analyzed by western blotting.
Results Compared with control group, rats in model group ate less, had lighter body weight, mental retardation, disordered hair, no
luster and less activity; compared with model group, the physiological state of the rats in the metoprolol tartrate group improved. HE
staining showed that the elastic plates in the aortic wall of the control group were arranged regularly and tightly in a wavy membrane
shape; the elastic plates in the aneurysm wall of the model group were straight and fractured; compared with the model group, the
elastic plates in the metoprolol tartrate group were less fractured and the arterial wall was wavy membrane shape. Compared with the
control group, the expression levels of TGF-B, Smad2 and Smad3 in model group were significantly increased (P < 0.05); compared
with model group, the expression levels of TGF-p, Smad2 and Smad3 in the metoprolol tartrate group were significantly decreased

(P < 0.05), and there was a dose-dependent relationship. Conclusion metoprolol regulated TGF-p/Smad signal pathway suppressed
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thoracic aortic aneurysms progression.

Key words: metoprolol tartrate; TGF-B/Smad signal pathway; thoracic aortic aneurysms
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03 ecm NE, ANEEE . ¥U)IF I H L A K
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Fig. 1 HE staining of thoracic aorta, showing arterial lumen changes
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Fig. 2 mRNA expression of gene correlation of TGF-f/Smad signaling pathway in rats after treatment with metoprolol ( X +

s, n=3)
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Fig. 3 Protein of TGF-B/Smad signaling pathway in rats after treatment with metoprolol( X s, n =3)
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