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The Effect of the Extracellular Matrix Remodeling on Tumor

Invasion and Metastasis
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Abstract : Tumor metastasis is a complex process,there are a variety of regulatory mechanisms,
and the extracellular matrix ( ECM) remodeling is closely related to tumor invasion and metasta-
sis. ECM components, physics properties and spatial structure are significantly changed after re-
modeling, which plays an important role in tumor invasion and metastasis. Therefore,the related
characteristics and molecules of ECM after remodeling can be used as important indicators for

clinical staging,early diagnosis, treatment,and determining the prognosis.
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