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*The value of the rate constant of PKR activation and feedback to IRS is borrowed from PKC [2], and we use the equation form 
from [4] to model the combinatory effect of AKT and PKR. The equations and parameters for Rac are borrowed from Raf[6], 
which is a similar GTP-binding protein that can activate MEKK. MEKK activates both ERK and JNK, so the equations and 
parameters for JNK activation are borrowed from ERK[6]. The quantitative information of PKR-mediated activation of JNK 
and the effect of JNK feedback on IRS is currently unknown.
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* The initial concentration of Rac are borrowed from Raf[6], which is a similar GTP-binding protein that can activate MEKK. 
The initial concentration of JNK is considered similar to that of ERK [6].   
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