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Analysis of GADD34 function in aging, nutrient control and wound healing
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In this study, we analyzed the function of Growth arrest and DNA damage protein 34
(GADD34) in aging, nutrient deficient-stress and wound healing by using GADD34
Knock out(KO)mice. Starvation induced the expression of GADD34 in the liver.
GADD34 bound to and dephosphorylated pTSC2. The dephosphorylation of pTSC2
leads to the suppression of mTOR, which is a potent inhibitor of autophagy. The
starvation-induced GADD34 suppressed mTOR and induced autophagy.

In wound healing, the rate of wound closure was faster in GADD34 KO MEFs (mouse
embryonic fibroblasts) than in wild type (WT) MEFs. WT mice expressed higher
amounts of myosin ITA in migrating macrophages and myofibroblasts than in GADD34
KO mice. These results indicate that GADD34 negatively regulates cell migration in
wound healing via expression of Myosin IIA.
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