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Abstract: A variety of injury factors affect the heart, and lead to ventricular remodeling, changes in metabolism rates, structure and
function of the heart. Ventricular remodeling is not only the result of injuries, but also the reason of arrhythmia, heart failure, sudden cardi-
ac death and other cardiovascular disease. Nuclear factor-kB is a member of the family of transcription factor protein, and through a variety
of signal pathways and is involved in gene regulation, such as inflammation, oxidative stress reaction and tissue injury, cell differentiation

and apoptosis. Several studies have shown that nuclear factor-kB plays an important role in ventricular remodeling. This is a review concern-

ing the progress of nuclear factor-kB participating in ventricular remodeling.
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