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Neurons and glial cells in the central nervous system differ greatly in
glucose metabolism, which is one of the bases supporting the specific cellular function. The gene
encoding pyruvate kinase (PKM), the rate-limiting enzyme for lactate metabolism, is regulated by
mutually exclusive exons, with exon9 resulting in PKM type 1 and exonlO resulting in PKM type 2. The

metabolic pathways via enzyme activity varies between these two isoforms. In the present study, we
have elucidated the molecular mechanism by which the RNA-binding protein Quaking5 (Qki5) regulates
the PKM1/2 ratio through alternative splicing in glial cells. Furthermore, comparative analysis
using various types of neural cells revealed a correlation between QKi5 expression and PKM1/2 ratio,
indicating that Qki5 is a major regulator of glycolytic metabolism.
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