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Neurons lacking XBP1 showed diminished upregulation of GABAergic marker genes
(somatostatin, neuropeptide Y, calbindin) in response to BDNF. Knockout (KO) mice of Wfsl1,
the gene regulated by XBP1, showed slight but significant behavioral phenotypes in
emotion—related behavior. Double mutant mice, Wfsl KO and Polg transgenic, showed
exaggerated behavioral phenotypes. The brain regions accumulating mtDNA deletions in
Polgl Tg mice were identified.
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