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Epigenetic regulation underlying development of chronic pain caused by adipokines
MERKRE

AA fm— (NORIKAZU KIGUCHI)

MILRIIER KE - EFED - B0
MEEHES : 90433341

R REOME (F130) : 7T A FRAIA U ThH VT FoR~vru7y—JIEHL, 7EhA
VTChH~YI Ty —VURIENSY X7 E (MIPs) ORBLZBEMSE7-, MIPs 13EE®ROEK
RSBV T HIBIM L TH Y MIP > 7 LA BLET S & R FEE MR 22 b NS Ak
RIENPHI STz, 5 MIP OFRIEINCIZ Y vt —% —f HEICB T A b TH®F L
ERBEET 2 ex R LTz, fimE LT, 7T 4RI A Fe A P AR LD EY =%
T4 7 R AN U CRIEMERIRIC BT AT A URBLA IS, RIS E MR DT
ICHEBEREEEREZTZENRHLNE o T,

WFZER R OBEEL (F30) : Leptin, an adipokine, up-regulated the chemokine macrophage inflammatory
proteins (MIPs) in macrophages. The expression of MIPs was increased in the injured peripheral nerves,
and the blockade of MIPs signaling prevented nerve injury-induced neuropathic pain and
neuroinflammation. Moreover, MIPs expression was enhanced by the overacetylation of histones. In
conclusion, adipokines play key roles in the development of neuropathic pain, accompanied by
epigenetic augmentation of chemokine expressions in inflammatory cells.
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