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A cohort of 5 diagnosed MEN1 patients was collected
4 NF-PanNETs, 1 Insulinoma, 7 microtumors, and
normal islets were fixed in PAXgene (PreAnalytix,

765312), isola.ted apd digsected.for RNA extraction gene expression to normal
using laser microdissection (Zeiss PALM Beam).
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gene expression of the samples. Interestingly the microtumors are

- much more similar on their differential gene expression to normal
pancreatic 1slets as compared (LR dseWislets than they are to large tumors. The large tumors cluster into 2

larger tumors, hinting at the fact different groups, an ARX—hlgh(P.DX—l low) group and a PDX1-high
(ARX-low) group, as shown in Figure 3. Figure 4 Gene set
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the MEN1 setting. Additional in order to identify the genes of outmost significance and the
investigation into these differences mechanism by which the are regulated.
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111 §E1E €XPIEssIon and pathways glucagon expressing microtumors transform into insulin

may not OIlly shed llght on the secreting tumors and non-functioning tumors remains
mainly unknown. Additional investigation into the

transcriptional differences that exist between insulinomas,
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islets were dissected and pooled together by patient.

identify novel therapeutic targets provide valuable insights into this process.




	Slide 1

