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Results of the simulation of models from literature with the following parameters:

full asynchronous,with depth=1 and W = 10,,_;

— (general) asynchronous with depth=1 and W =1,

random walk in full MP dynamics with depth=n and W =1,

— full MP dynamics with random depth following negative exponential distri-
bution: for each d € {1,...,n}, depth=d with probability 1/(2¢.M) where
M=3"_,1/2 and W = 1,,.

Cell death model [1] with the same set of mutations as in the original article
from the configuration where components cIAP, ATP, and TNF are active. Results
are listed in Fig. 1-3.

Bladder model [3] without mutation (wild type) and with PI3K constitutive acti-
vation from the configuration where components EGFR_stimulus, FGFR3_stimulus,
GrowthInhibitors are active. Results are listed in Fig. 4.

Tumor invasion [2] without mutation (wild type), with p53 deletion, and with
NICD constitutive activation, and from four different initial conditions where
components miR200, miR203, and miR34 are always active and for all combination
of DNAdamage and ECMicroenv activities. Results are listed in Fig. 5-9.
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Fig. 1. Simulation results for the cell death receptor model (part 1/3)
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Fig. 2. Simulation results for the cell death receptor model (part 2/3)
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Fig. 3. Simulation results for the cell death receptor model (part 3/3)
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Fig. 4. Simulation results for the bladder model
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Fig. 5. Simulation results for the tumor invasion model from the configuration where
DNadamage and ECMicroenv are inactive
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Fig. 6. Simulation results for the tumor invasion model from the configuration where
DNadamage is inactive and ECMicroenv active
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Fig. 7. Simulation results for the tumor invasion model from the configuration where
DNadamage is active and ECMicroenv inactive
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Fig. 8. Simulation results for the tumor invasion model from the configuration where
DNadamage and ECMicroenv are active
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Fig. 9. Mean of the simulation results for the tumor invasion model from the four
initial configurations



