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“Cancer beyond individual cells: Microbial signals, lipid metabolism and tumor ecosystems” 
To function correctly, cells must maintain their identity established during development and tissue 

regeneration. In the first case, extrinsic and intrinsic signaling cascades define the differentiation pattern stem 

cells follow to become functionally distinct cells with specific functions in an organism. Following 

differentiation, cells must maintain their identity, and following cell division identity must be re-established. 

Cell identity is achieved as the consequence of an interplay between transcription factors (TFs), chromatin-

associated proteins, and spatial genome organization, which in conjunction result in execution of a cell-type-

specific gene expression program that must be rigorously controlled to ensure proper function of the 

differentiated cell types.  

However, different factors challenge cell identity maintenance, emphasizing the need for proper control 

mechanisms at different stages of the cell cycle. First, the emergence of gene mutations or re-expression of 

lineage specifying genes can result in cell fate conversion thereby altering cell type definition, which often 

represents the driver of cancer development in the long term. Second, a perturbation of extrinsic stimuli can 

reshape the transcriptional program over time, driving a cell towards a different cellular state. In this 

symposium will discuss particularly the latter aspect and highlight how molecular crosstalk between different 

components in the tumor microenvironment can promote cancer development and progression and how 

modulating such intercellular communication can improve therapeutic outcomes. 
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