¢ Regulatory heterogeneity of neuroendocrine tumors
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Introduction ARX and PDX1 mark novel PNET subtypes Updates on current lung NET project Quantitative comparison of H3K27 acetylation
= Obtained 10 primary lung typical NETs and 3 lung NET cell lines. levels between lung NET subtypes

Treating patients with neuroendocrine tumors is challenging. The
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Pancreatic NET subtypes represent distinct o - , ,
= Characterize transcriptomes (by RNA-seq) and enhancer maps endocrine lineages i SOX4 differentially regulated between subtypes
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PNET A — Correlation of H3K27ac at enhancers Correlation of H3K27ac at promoters
Alpha Beta Conclusions
Clustering of H3K27ac reveal regulatory states = Enhancer mapping is a promising approach to stratify lung
. . = = e = — . neuroendocrine tumors.
Poor survival of ARX+ PNET patients - = = : ~ | Adhesion |
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