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Introduction Multiscale modeling of
We designed a hybrid multiscale model of the CD8 T-cell immune the CD8 immune I‘espOIlSG [4]

response 1n which cells are modeled as agents on a 2D grid and can
interact together. In the meantime, a system of differential equations,
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cgradation oI KCy proteins, defining the molecular proile and then the A dicrete population of CD8 T-cells and APC is
phenotype of the cell. We extended previous models [1,2] to allow cells to modeled with an agent-based model. Cells can L
. . . . . . . Molecular concentrations 1n each CDS8 T-cell
differentiate 1nto memory cells 1n order to model a complete response. move, interact, divide and die. as well as IL2 spatial diffusion are modeled
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Assume n > 2 and n(n — 1)?%7_1 > nnod (bistability of the non-impulsive
equation).

There exists a* € (0,1) such that if az, € [Qmin, 2 — amin] C (a*, e’?) for
all £ > 1, then:
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Transient - Multiscale model: [1] Prokopiou et al. (2014), Computation; [2] Gao et al. (2016), BMC
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