%254 HHoM A Bl Vol. 25, No. 9
201349 Chinese Bulletin of Life Sciences Sep., 2013

XEHS: 1004-0374(2013)09-0932-05

TolltF 357 {14 K EL 8 4% 10 42 9 32 1 g BY FJ REA/L

LAmAR, 3R E*
RIS A RRE e, A AU R T A, M 350108)

#§ Z . Toll #5214k 4 (Toll-like receptor 4, TLR4) & 24 [ S 55 (#5555 24k, RA WK
I TLR4 AMUEZ 5 MR Gz VA B2 & A, i B g R E R, S — RIS MEY R AE &
DAL (RO RE TS, Y805 T o A I 5 e 28 3 B0 S R 2893 BV 1 P AR AN G . 2B X TLR4 (1 2E W) 22 4584
TLR4 ZhE RAFEUHR A D5 T LA S TLRA A S BRI 1) n] RSB G 30474558, 1348 TLR4 7E #h &5 B
PRI I R A AR R R AR o

FKHEIR : Toll FESZAA 4 ¢ MMESHTERVES R « J o M

RESHES - Q422 ; R338 SEKFRARRD : A

Toll-like receptor 4 and the possible mechanism underlying

TLR4 mediated neuropathic pain
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Abstract: Toll-like receptor 4 (TLR4) is a type of transmembrane signal transduction receptors, which mediate
innate immune respones. Recently, studies have found that TLR4 is not only an important protein involved in the
body immune response, but also able to induce the release of neuroactive substances and pro-inflammatory
cytokines by activating glial cells following noxious stimuli, which eventually contributes to inflammation and
neuropathic pain. This article briefly describes the TLR4 structure and its biological function, as well as TLR4

function-related molecules. Furthermore, the role of TLR4 in neuropathic pain and the mechanism underlying

TLR4 mediation of neuropathic pain are discussed.
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