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[ Abstract] Cardiac hypertrophy is the result of the adaptation of the heart to various damaging stimuli, and is an in-
dependent risk factor for cardiovascular disease, which can eventually lead to heart failure, malignant arrhythmia, and sud-
den death. The pathogenesis of cardiac hypertrophy involves complex signaling pathway activation and pathological chan-
ges, which is not yet fully understood, and the clinical treatment effect is not ideal. Therefore, it is of great significance to
clarify the pathological mechanism of cardiac hypertrophy and find new therapeutic targets. This article reviews the research
progress of the molecular mechanism of pathological cardiac hypertrophy.
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[ Abstract] Exosomes are vesicles secreted by a variety of living cells, containing RNA, protein and other compo-
nents. They play an important role in various physiological and pathological processes and tumor treatment by participating
in the exchange of substances and information between cells. In cancer, exosomes may be involved in tumor growth and
metastasis by modulating immune responses and promoting angiogenesis. Tumor-derived exosomes (TDEs) are actively pro-
duced and released by tumor cells and transmit information from tumor cells to normal or abnormal cells located near or far
away. TDEs are involved in various processes of tumor metastasis and are potential markers for early detection of tumors.
TDEs can promote tumor spread to other cells and activate signaling pathways in target cells, but the mechanisms involved
are very complex. Based on this, this paper reviews the key roles of TDEs in the process of metastasis and the signaling
pathways involved in the epithelial-mesenchymal transition (EMT).

[ Key words] Malignant tumor; Tumor-derived exosomes; Epithelial to mesenchymal transition; Signaling pathway
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