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Abstract: Objective To investigate the mechanism of N — methyl — D — aspartate (NMDA) receptor — associated bone cancer pain
(BCP). Methods
subunits including NR1 and NR2B,the NMDA - associated pathways were summarized and analyzed. Results
NMDA receptor — associated BCP included the dendrite transport of NR2B mediated by the kinesin family member 17 (KIF17),the
phosphorylation of NMDA receptor subunits induced by inflammatory cytokines, and the positive feedback pathway of NMDA

The related studies at home and abroad were searched, and the related information of NMDA receptor, its

The mechanisms of

receptor containing NR2B — Ca>/ Ca® — calmodulin — dependent protein kinase II (CaMK 1II ) — cAMP - response element binding
protein (CREB) — CREB - regulated transcription coactivator 1 (CRTC1) — brain — derived neurotrophic factor (BDNF) — NR2B.
Conclusion Related researches can provide a reference for the new targets of analgesic treatment of BCP and the clinical
analgesic treatment of BCP.

Key words:bone cancer pain; N — methyl — D — aspartate receptor; NR1 subunit; NR2B subunit;cAMP - response element binding

protein; KIF17;inflammatory cytokines ; progress
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Fig.1 Dendrite transport of NR2B mediated by KIF17 through
the mLin2 / mLin7 / mLin10 complex
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Fig.2 Positive feedback signal pathways of NMDA receptor
containing NR2B - Ca?*/CaMK II - CREB-CRTC1-BDNF-NR2B
and NR2B - CREB - CRTC1 - miR - 212/132 - CRTC1 - CREB
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