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neuropathic pain

ZHOU Yu, WANG Xiao-liang', YU Hai-bo

(State Key Laboratory of Bioactive Substances and Functions of Natural Medicines, Institute of Materia Medica,
Chinese Academy of Medical Sciences and Peking Union Medical College, Beijing 100050, China )

Abstract: Diabetic neuropathic pain (DNP) is the most common chronic complication of diabetes mellitus,

significantly affecting people’s quality of life.

Studies have indicated that ion channels play a very important role

in the occurrence of DNP.  This review provides a summary in the role of ion channels in diabetic neuropathic

pain and treatment strategies for diabetic neuropathy targeting ion channels.
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Fiogr B VETT 254, HRTALT TG ARG i BB

CNV1014802 =& —/NM{E Ak Ja A b MX &R 4R FH 1



Ji A B AR B R 2R A 2 R BICIR WF 7T - 359

BV IE E H R, AH EE AR A 40 Navl.l. Navl.2.
Navl.5 F1 Navl.6, H ¥ Navl.7 BA F & &M
A I 1A DL 2 B Jfe SE AL B R ) B (MAO-B) (1)
ALk PR R . H AT AL TR IR T = X 22 1)
IT AT B B,

J5— M Nav1.7 ZEFEPEHNHI 7 XEN402 (ICso =80

nmol-L™") & URHEW| AT A Y, XA IT Jo R 405
JAAE (congenital erythromelalgia) BB ERMEH. 1E
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