W52 % 42 #HoOM KR ¥ ¥ Ml (B ¥ WD) Vol.52 No. 2

2026 4F 3 H Journal of Jilin University (Medicine Edition) Mar. 2026 561

[XEZHE] 1671-587X(2026)02-0561-11 DOI:10. 13481/j. 1671-587X. 20260230

1% 45 Jo 18 1 e e s IR VL o K% 32 R SRR T £ 78 R W Y B SR g R

A, Mphk, DAL, HER
(FHRR 25— EBEREERE, AR K& 130021)

[ E] ORI — MR W EXER 0 IF KiE, FE A AR w0 R 45407 . i KK A f R 22 ¢
E S5 22 AL, o B AR B A R B AR AN E M A A Y R A IR AR RS E R R
Bt 240 L 388 T R A2 28 A5 B T R A T e 1 o SR U R AR Oy N-H L -D-R A ZE R (NMDA)
SARSEGUA], AT 0 A R BE (S 5 VAT S Mk T YA R R B 22 SO A 2 IR AR R BURAE . X
WA R S e s R SR A VRS, D BT SR 2GR, SRR LI 4 SN RE . BN
i S e T 58 00 i 18 P P TP B A AL L i T ORI 2 M R AT £ 0, BRI E AR L AR A
AP S 2 R AR U 2 PR RS, B LRI R I 22 A e RO RORONE A Ry 3 SR R A 5 A I 18
PP TR A  r 0N I SO P A IR R R RS %5

[R@iA] ORI Pt KO N-WIE-D-RAEMZWHEEHUN ; RIFHR; P08 B
[FESES] R614.2 [XEfirER"] A

Research progress in pathology mechanism of burn injury-
induced chronic pain and analgesic strategy with esketamine

CHEN Xinxu, CHEN Shengchun, FENG Chunsheng, PIAO Meihua
(Department of Anesthesiology, First Hospital, Jilin University, Changchun 130021, China)

ABSTRACT  Burn injury-induced chronic pain is a common and refractory complication, of which the
pathogenesis involves multifaceted mechanisms including neuropathic damage, central sensitization, and
neuroinflammation. The underlying pathophysiology primarily consists of abnormal peripheral nerve
regeneration, epigenetic reprogramming in the dorsal root ganglion, activation of spinal glial cells, and
neuronal hyperexcitability mediated by pro-inflammatory signaling pathways. As an N-methyl-D-aspartate
(NMDA) receptor antagonist, esketamine exerts analgesic effects through various pathways such as
inhibiting glutamatergic signaling, modulating synaptic plasticity, and attenuating neuroinflammation.
Esketamine may effectively alleviate acute and chronic pain in burn patients, reduce opioid consumption,
and improve their mood and cognitive functions. This review summarizes the mechanism, clinical efficacy,
and medication strategies of esketamine for burn injury-induced chronic pain. It also proposes stratified
analgesia strategies based on burn severity, location, and patient age. The short-term and long-term safety
profiles, as well as adverse effects associated with esketamine, are discussed, aiming to provide theoretical

foundation and clinical reference for the precise application of esketamine in the management of burn injury-
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