162 KR IGE#28 32% %3 2017465 H ] Mod Lab Med, Vol. 32,No. 3,May. 2017

WA Bl A5 Toll FEZ A Sl HE st e

GRS KR BE B 5 R 20

W E.ZHiE4 % %% 9 Bl(high mobility group box 1 protein, HMGB1) 2 # N — £ 3E40% & DNA & 46% 89 .5 THi45 48
% 5 F # X, (damage-associated molecular patterns, DAMPs) . %5 DNA F 4. €4 4 4 4L B4 FA4 , HMGBI %k
i@ it Toll # 2 4k (Toll-like receptor, TLR) ¥ #EE A 2B AR FF T Al ik e shE e B LA, 5 578 5 %
R A KERR BRI BEEFXLZEW, B AT HMGBL A% TLRAG T @R AL LR B T HMERNGHAR S,
HMGBI 4~5 Toll # &4 fz 5@ AL 4 Frma@ 2 LA 8 a9 16 R % .

KA FIER R E N Bl Toll #3245 5 1l

FESELS:R392. 1 XEHRED:A XEHS:1671-7414(2017)03-162-03

doi:10. 3969/j. issn. 1671-7414. 2017. 03. 045

il e %

o

E PR E B 430060)

Updates on the Pathways of Toll-Like Receptors Mediated by HMGB 1

WANG Fang-ping,ZHANG Ping-an, YANG Xiao-yan
(Department of Medical Laboratory,Renmin Hospital of Wuhan University, Wuhan 430060, China)

Abstract: High mobility group box 1 protein,a kind of damage-associated molecular patterns,is a group of nonhistone DNA-
binding protein in the nuclear. It not only involves in DNA replication, recombination, repair, regulation of gene transcrip-
tion, but also induces activation of innate immunity and T cell generation and activates the adaptive immune response through
Toll-like receptor. It is also more closely related to autoimmune diseases,inflammatory diseases,tumors and so on. Currently

there are many researches on the role of TLR-mediated HMGBI signaling pathway in diseases, which is involved in a variety

of pathological processes and has a broad clinical outlook.
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