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Advances in neurobiological characteristics and function of protein kinase CK2
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Abstract : Protein kinase CK2 is a kind of ubiquitous multipotent serine/threonine protein kinase, which
plays an important role in non-nervous cells. Recent studies have confirmed that CK2 also shows indispensa-
ble effects in the nervous system: (1) CK2 is abundantly expressed in brain and modulates plentiful substrates
via phosphorylation participating in many signaling pathways; (2) CK2 exists in synapses, nuclei and other
substrates in neurons,and has been proved to be involved in neuronal physiological activities such as devel-
opment and growth,synaptogenesis and synaptic transmission, synaptic plasticity,learning and memory; (3)

some neurokines or compounds could play neurotrophic or neuroprotective roles through CK2. This review

will focus on the latest advances in the biological characteristics and neurobiological functions of CK2.
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