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Changes and Significance of TAK1/NF — kB Pathway in Cardiac Hypertrophy in Mice. Zhou Heng, Tang Qizhu, Shen Difei, et al. Depart-
ment of Cardiology, Renmin Hospital of Wuhan University , Hubei Key Laboratory of Metabolic and Chronic Diseases, Hubei 430060, China

Abstract Objective To study the role of transforming growth factor — activated kinase 1/nuclear factor — kB ( TAK1/NF - kB)
and inflammation in cardiac hypertrophy, to explore the molecular mechanism underlying cardiac hypertrophy and to find potential targets
for prevention and treatment. Methods A pressure — induced cardiac hypertrophy model was established in wild C57BL/6]J mice by aor-
tic binding (AB), and the sham group was used as control. The ventricular structure and function of mice were assessed by echocardio-
graphy 8 weeks after AB, and then the mice were killed and the hearts were weighed. HE and PSR were used for myocardial histopatholo-
gy and fibrosis. CD68 immunofluorescence was performed to detect monocyte/macrophage infiltration, real — time quantitative RT — PCR
was used to examine the expression of inflammatory markers, and Western blot was used to evaluate protein phosphorylation in TAK1/
NF - kB pathway. Results Compared with Sham group, the thickness of ventricular wall, size of ventricular chamber, cardiac dysfunc-
tion and the ratio of heart weight to body weight in AB group increased significantly (P <0.05) , as well as the cross — sectional area of
cardiomyocytes and the collagen deposition (P <0.05). In addition, the number of CD68 positive cells in myocardium of AB group in-
creased (P <0.05) and the expression levels of TNF — « and IL — 1B elevated (P <0.05). The phosphorylation levels of TAK1, IKKB
and IkBa in AB group were significantly higher than those in Sham group. The total protein level of IkBa decreased, and the phosphoryla-
tion level of NF — kB increased (P <0.05). Conclusion Cardiac hypertrophy induced by pressure overload is associated with the activa-
tion of TAK1/NF - kB pathway and inflammation infiltration in myocardium, suggesting that TAKI/NF — kB pathway is involved in the
development of cardiac hypertrophy.
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