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[ Abstract] Except for the tumor cells themselves, the complicated interactions between tumor cells and the host environ-
ment, including extracellular matrix, vasculature, immune cells, ete. , also play key roles in clinical response and therapy
outcomes. With recent advances in research, ample evidence has indicated the critical role of tumor microenvironment
(TME) in disease progression and drug resistance. The complexity and diversity of TME and its potential influence on clini-
cal response will contribute to the discovery of new therapeutic targets as well as precision medicine targeting TME. This arti-
cle reviews biomarkers in TME for predicting efficacy and evaluating prognosis, summaries important mechanisms of and re-
cent advances in TME-mediated drug resistance, and highlights treatment strategies and research prospects in overcoming
drug resistance by targeting TME and improving therapeutic efficacy through precise intervention.
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