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INTRODUCTION
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cholinergic system (NNCS), in which acetylcholine acts as an autocrine 32 50- %i 10007 _

growth factor (Inazu et al., 2013). However, the biological significance of ’ — S -
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validation, and pharmacological inhibition. 0 . — ) m—— FLVCR1 x TGF-B1 r=-0.45, FORT r=-0.6,p=0.015 v
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(2) Cluster-specific gene expression patterns showing enrichment of SLC44A1 and FLVCR1 This image was created by ChatGPT.
R E S U LTS in an ASCL1/INSM1- and MKI167-positive neuroendocrine-proliferative subpopulation.
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