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Research progress of Collagen VI in Tumors*
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Abstract: Collagen VI is a extracellular matrix that is highly expressed in numerous tumors and associated
with poor clinical outcomes. Many studies indicate that collagen VI is involved in tumor vascular remodeling and
tumor metastasis. And that collagen VI promotes tumor growth by interacting with other components of ECM,
stimulating signal transduction and promoting tumor metabolism reprogramming. We found that collagen VI was able
to participate in tumor immune escape by attenuating tumor response to PDL-1 inhibitors VIa TGF-§ pathway or up-
regulating PDL-1/PD-1 receptor. In addition, collagen VI plays an important role in chemotherapy. All these findings
make clear that collagen VI is a stimulative factor in tumor progression and strongly support a role for collagen VI as
a new potential biomarker for cancer diagnosis and targets for cancer treatment.
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