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Overall - Systems Biology Design Project progress — year 2
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GelMA 10% 1 min 30 sec

PEG 10% 2 min

PEG 10% 2 min + GelMA 10% 1 min 30 sec
GelMA 10% 2 min 30 sec

PEG 10% 2 min + GelMA 10% 2 min 30 sec

Schematic overview of the 3D multiscale model of bone regeneration with WJ-derived
stem cells and histone modifiers. Multi-scales refer to molecular (signaling pathway), cellular
(cell interaction and behavior), and tissue (bone formation). A histone modifier can be an
iInhibitor of a DNA methyl transferase or histone deacetylase. WJ-MSC: human Wharton's Jelly-
derived mesenchymal stem cell; OBp: preosteoblast; OBa: (matured) osteoblast; MSCaq:
assumedly quiescent MSCs. HM: histone modifier.
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Experimental and simulation results for cytokine diffusion in the dual-hydrogel system
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and proteins from bone is relatively low. We will adopt the state-of-the-art strategies to

maximize the RNA/protein production rate while simultaneously keep their stability as Xiaobo.Zhou@uth.tmc.edu
previously proposed. IMAG MSM, 3/21/2018
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