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Introduction

Hypoxia stimulates ...promoting cancer In bladder cancer, No previous studies have
extracellular matrix (ECM) development and hypoxia is highly prevalent, characterised the mechanisms
remodelling... metastasis. affecting up to 70% of patients. driving hypoxia ECM
: remodelling in tumour cells.
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Conclusions

Subgroup cl P

Age (1.02-1.04) <0.001 PO i
Male vs Female g1 0sz2 J| 17 Hypoxia induces different

TIT2vs T3M4 (119-170) <0001 f| ECM alterations depending on
G1/G2vs G3/G4 (ss-141) 0313 J§ O2 levels, modulating cell

No neoadjuvant vs neoadjuvant chemo 97 (0.76-1.24) 0.785 migration and radiosensitivity
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