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Analysis of novel oxidative stress response mechanism via ribosome
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In order to clarify the roles of GCN1L1, we generated GCN1L1 mice lacking
RWDBD (GCN1L1 delta RWDBD) that is required for GCN1L1 binding to RWD possessing proteins such as
GCN2 and DFRP2. The embryos of GCN1L1 delta RWDBD mice shows growth retardation starting from at
least 12.5 dpc and died soon after birth. The embryonic fibroblasts obtained from GCN1L1 delta RWDBD
mice shows slower prolifferation compared to those of wild-type mice associting with G2/M cell
cycle arrest and decreased levels of DRG2 that heterodimerizes with DFRP2. These results suggest
that GCN1L1 controls cell proliferation via the regulation of DRG2/DFRP2.
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