Dynamical Modelling of the Heat Shock Response
Poster and in Chlamydomonas reinhardtii
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Organisms exposed to temperatures higher than usual can activate a heat shock response (HSR) allowing them to react to the new conditions. Due to global warming,
crop plants will encounter more frequent heat waves which might reduce their crop yield [1]. We focus on Chlamydomonas reinhartii, a well known model organism
for green algae. Processes involved in the HSR are highly conserved among species, thus similar mechanisms might be at work in crop plants. Here we present the
implementation of a data driven mathematical model for the HSR in C. reinhartii, originally proposed by Ebenh6h and Skupin. The signalling network structure is

based on the experimental results of [2], also used in addition to those of [3] for validation of the model. The model aims at capturing general features of the [E&ieowm nd ——
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