918 BB F A F2E ] REG ANAT OPER SURG  2025,34(10)

http://www. jjssxzz. cn

4= o
doi:10. 11659/jjssx. 12024167 * GR e

SEIBREREABIEERRGENIERRIEHFRER

B B BRKM,EFREE,'ERZE LB R, FZEH,EEFR, K OE,RERE® (1 EARMIZE 96603 HAE
Besh — R X G AEAMNEL) IR R 4L 418000 ;2. i 2248 €8 5 24 tpuy AR AME, T BE 400042]

[(# =] ®ITBFBREABIHMGBI)JE HMGs ZWH TR RN 2 B HE A LG, IS S ALK 9 SR8 OB T BT, BIF5E
BUHAE A ML) IE RS e U] A e OR3P 55 07 T AR A DG B P o A A0 32— o M 22 R G0 AT P AR RO B0 , A A0 40 i
MR PRS2 BIBIA , Y BB L BR AR SRR BN R o A K ORI B A5 1 22 AN 4 22 A B S A R 00, el FC Rk AR A
IR XETR BB 2 — . HMGB1 TR B0 13 R K T, PRl 2ok S SR, i W) 2 5 M e 240 M 1 AR E Aol 280 P |
VBT A o ACRIIT RS fE M 22 D REIK S e PR B EE B ] o AR SO HMGB HYZE R AN RE , B HAE A5 13 v 9V 5
HEAT RS, TR B e 22 D BBV S B0 1R T L B B 1]

[ X8R ] HMGBI; FREM7 5 B PERAE s ¥ 2 T- A0 ; P22 OR 4P

[HESESIR651.2 [ XEIREMD] A (YA ] 2024-12-27

Research progress on the role and mechanism of high mobility group box protein 1 after spinal cord injury
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Abstract: High mobility group box protein 1 (HMGB1) is one of the most widely expressed protein member in the HMGs family, which
is well known for its involvement in the body inflammatory response. Previous researches have found that it plays a significant role in cell
migration, immune identification and neuroprotection. Spinal cord injury is a disease that causes severe damage to the nervous system, and
neural circuits are disrupted after a spinal cord injury, which leads to many conditions including ischemia and hypoxia, inflammatory
responses, demyelinating lesions, and glial scar formation that are detrimental to nerve regeneration and repair, making it one of the most
difficult diseases to treat in the modern spinal surgery field. HMGBI is upregulated after spinal cord injury, thereby regulating neuroinflam-
matory responses, and participating in the neuronal apoptosis, promoting neuronal regeneration, and inducing neural stem cell differentiation
and migration, which plays an important role in the process of neural function recovery. This paper summarizes the structure and function of
HMGBI1, as well as its role in spinal cord injury, in order to provide direction for founding therapeutic target for neurological function recovery
after spinal cord injury.
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