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Positive feedback systems
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Positive feedback systems
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In positive feedback systems, input signals trigger a chain of signaling or
regulatory events, which loop back and amplify the system response.
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Positive vs. negative feedback systems
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Positive feedback system characteristics

A Positive feedback is oref the main causes ofistabilityin dynamical
systems.

A Positivefeedbackamplifieschanges in state and is the force behind
populationexplosions.

A Positive feedbackanalso create unstablereakpointsor thresholdsin
dynamical systems



Asymmetry in positive feedback systems

Symmetric feedback loop

Asymmetric feedback loop

ASymmetriSeltUpREgulatiofASSUREnhetwork motif



Possible evolution of positifeedback systems
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Fatty acid response amgkroxisome biogenesia S.cerevisiae
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Myogenesis
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Adipocyte differentiation
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Examples of regulatory networks with the ASSURE motif
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What are predominanteaturesthat maybe responsible
for evolutionaryadvantage®of the ASSURRetwork motif
and its consequentvidespreacduse inbiology?



Mathematical models
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