| T T —— (. [ |

o [E P B 2% 24 3 Chinese Journal of Pain Medicine 2024, 30 (10) + 769

doi:10.3969/j.issn.1006-9852.2024.10.008

2 EE R R B R A 2 B R
W et e *

kKT [BE RRE' REF RmE'”
I ZREE “RAERRIE A e, MEDS 261053; 7 7R 58 —IRAL MR R B BB R #iY) 261035)

W E pryaAsRafErnEBEEaRisT, EMEREMEEHE (neuropathic pain, NP) #y & 4 fo &
RRBEPLXEEEER. BAl, B NPHEEE FTHAGYEGR LH) 2N A, EHyEFERT
BEREELSIKA—ZRINFRRMN., AL, BTHENHEECH R AT UARBEARERT N, &
REFTHRBEATHHE TN e, RaTEkmEzhEht. SaGERLEoAB TN E THEE
T A6 VR 45 VT RE R B R R AT R T 1. AOSUR XTRE JE A B T e R NP R 1 R AT R R,
BANEZZE. BBRATEHEB LS REY, ERAEARELRERTNXEER, AFX
T8 TY 1 M R BT AL LR 2 AR (T BT

kR WARENLR, BT BMEEGSN; Rt EREA

Research progress of post-translational modification of ion channels in neuropathic pain *
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Absrtact lon channels are transmembrane protein located on the cell membrane, playing an important role
in the occurrence and development of neuropathic pain. Currently, drugs targeted ion channel for the treatment
of NP are widely used in clinical practice, but they usually cause a series of adverse reactions. Studies have
shown that post-translational modification systems of ion channels can effectively regulate pain by impacting
neuronal excitability, synaptic plasticity and membrane transport. Targeting the function of nociceptive ion
channels' functions may be a promising avenue for analgesia research. This article aims to review the role of
post-translational modified ion channels in the regulation of NP, with a specific focus on ubiquitination, phos-
phorylation, palmitoylation and other modifications. The goal is to systematically clarify their key role in pain
regulation and provide new targets for the development of novel analgesic drugs for the treatment of chronic
pain.
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M SUMO3 72 A & = # ) SUMO i 1. SUMO2
H1 SUMO3 (1 2 2 12 Fr 41 AF 5 AH AL, 38 8 1 5 Ak
SUMO2/3, Tfij%tF SUMO4 I SUMOS [ T fié U] %
ZHA B SUMO R B S8 —Fr, @it S
FUEE (PR R R B SN 25 S T AE O H AR R 1
SUMO AE 2T, M Maecka. &
TS KLU ERRZ SR Z LR

CEIf S AT A RE KR E NHEH 4-2
(neural precursor cell-expressed developmentally down-
regulated protein 4-2, Nedd4-2) +& E3 iZ RiEHEM X
W — 0, R A T m RS, A DA RO
TS FEIES SRR . BIRAMLAY (dorsal
root ganglia, DRG) ' Nav1.7 fJ#&IA 5 Nedd4-2 BFH
e, AAEHIZ 4545 (spared nerve injury, SNI) J&
Nedd4-2 ik R 7. HH LR, Neddd-2 i& 2471
B PRI 254 — HOSUIC 4% Nav 1.7 8 RSP 2 0%
WIS 5%, KBV RIS A4
PEI BB 55 2 — ¥, Nedd4-2 [FIFE ] LA 2 55 B R
(diabetic, db/db) /)N E AR 28 o i i 57 44 HEL A7 A B R T
1 (transient receptor potential vanilloid 1, TRPV1)
iz FAAEM e 2 RAAEMRT Cav3.2 B 2
i %7 RACEE R IR LI, DRG H Cav3.2 &
AP R BEAA TR M BR AE D 1Y SUMO &
MR O B8 T d 3 B s e, — J7 1 AT BAd i SUMO
S5 B T B T aE, B, SUMOL & 1 i
Kir7.1 fE BEAHZ TR IE R G I, (22N B

——

S

Hp [ P PR 2% 4% & Chinese Journal of Pain Medicine 2024, 30 (10)

(T

HAE M 5D TR B T I .
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