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Description
Description The Notch receptor signaling pathway is activated by the binding of the transmembrane receptor Notch (N) to transmembrane ligands, DI or Ser, presented on adjacent cells. This results aSS i g n m e n tS a I IOWS u S tO b u i Id n etWO rk

N, releasing the intracellular domain (NICD). NICD translocates into the nucleus, interacting with Su(H) and mam to form a transcription complex, which up-
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Gene Symbol Gene Name Gene Group Membership GO Molecular Function (Experimental) # Refs KI n a S e S
aph-1 anterior pharynx defective 1 GAMMA SECRETASE COMPLEX endopeptidase activity 2
DI Delta NOTCH LIGANDS Notch binding 9 P h p h t
receptor ligand activity O S a a S e S
kuz kuzbanian ADAM METALLOPROTEASES metalloendopeptidase activity 5 .
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Functional pointers: membership of FlyBase gene groups and Research references used to link
display of experimentally characterized molecular functions gene to pathway from GO annotation
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The weight of experimental evidence ‘ Other data can be
overlaid on the network,

| here genes are coloured
according to FlyBase

gene group memberships.
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By counting the number of annotated papers, we can show the relative weight
of experimental evidence for each gene’s involvement in a pathway. Here, node
size is proportional to the number of papers:

A Venn diagram of EGFR, Torso and Sevenless receptor core intracellular pathway members reveals a high

degree of overlap in components, corresponding to the Ras/Raf/MAP (Erk) kinase signaling module (left). The
Insulin receptor and PVR pathways show a high degree of divergence from the ‘classical’ RTK pathway (right).
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