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The role and therapeutic strategies of tumor

extracellular matrix in tumors

FENG Yumeng, YUAN Shijun, ZHANG Na*, LIU Yongjun™
(Key Laboratory of Chemical Biology Ministry of Education, School of

Pharmaceutical Sciences, Shandong University, Ji’nan 250012, China)

Abstract: The extracellular matrix (ECM) not only provides physical support for cells, but also regulates cell
function through appropriate signals to maintain the dynamic balance and stability of tissues. The ECM is
mainly composed of collagen and glycoprotein, and the change of its composition affects the growth,
metastasis, immune escape and drug resistance of tumor cells. ECM plays a double-sided role in tumor
progression. On the one hand, ECM acts as a drug barrier and cradle of immunosuppression to promote tumor
progression; On the other hand, it can inhibit tumor by restricting tumor metastasis and nutrient sources. This
paper introduces the main components of ECM and its interaction and influence with tumor, and starts with the
promotion and inhibition of ECM on tumor, and summarizes the strategies of targeting matrix chemical
degradation, targeting matrix precipitation and targeting cell-matrix interaction for its tumor promotion. In
terms of tumor inhibition by ECM, the strategies of restricting tumor metastasis, limiting nutrient sources and
increasing drug delivery by ECM were summarized, which provided a new idea for tumor treatment.
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