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Abstract: The tumorigenesis and progression depend on the complex interaction between tumor cells
and tumor microenvironment (TME). The differentially expressed proteins, cytokines and other sub-
stances in TME may be used as tumor markers to predict the progression of tumors. The exploration of
tumor markers in TME has become one of the hot spots in the field of tumor immunotherapy. Digital
Spatial Profiler (DSP), as a novel spatial omics based on optical and probe, has shown significant ad-
vantages in studies of TME and tumor markers. This article reviews the application of DSP in a variety
of tumors and summarizes its powerful role in the analysis of TME and tumor markers.
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