The elementary processes in GENENET database
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Reconstructing a gene network
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The most signalling network reconstructions
focus on particular nodes, modules or
pathways in given network. Network
“nodes” describe the many interactions that
a given compound (for example
transcription factor NF-kB) participates mn.
Network “modules™ consist of a group of
related reaction that often incorporate
feedback mechanisms. Network
“pathwaysconnect a signalling mput to
signalling output.

There are there levels of rezolution n
reconstruction of NF-kB activation.

Papin J.A. et al., Nature review, 20035



Lee TI. etal., 2002



Positive feedbacks
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Apeoptosis gene nawork in hepatitis C
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Apoptosis plays a sigmficant role in the pathogenesis of hepatitis C. This pro cess may be viewed as a host
defense mechanism against viral infection and hepatocarcinogenesis. Hepatitis C virus (HCV)-regulated gene

network 1n apoptosis was reconstructed on the basis
of the data extracted from 273 experimental papers. The 157 negative and positive autoregulatory cireuits

ar¢ clustered due to the coalescing nodes NF-+<B/1«B, ¢-FLIP, TRAF2, and caspase 3.
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