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WFZER S DOBEE (JE3L) : The aim of the present study was to identify microglial genes whose
expression are regulated by P2X4Rs, a receptor crucial for neuropathic pain, and to
investigate the role of these molecules in neuropathic pain. The present study found P2Y12
receptor and chemokines as the candidate genes. We also showed an important role of
P2Y12 receptor in neuropathic pain and a new mechanism for P2X4R trafficking to the
plasma membrane through the chemokine receptor CCR2. Thus, it is possible that
targeting P2X4R-regulating genes and P2X4 trafficking may be new therapeutic strategy
for treating neuropathic pain.
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