MR RS 2005830281 His0%s 3N

B RE 1% Ja B0 PR B IR TR E] K 15T SR

k', ERAT, BRE, REZ, e, Sk’

"R TR R R R AL, TTEEFRM 4500465 2VATEE B 25K AE A — B EE Be A Ly, RSN 450000
FESFES] R651.2; R651.3

B AR R A JE R 25 nh o
SIFAAST] B, (R, v SO, 55 A SR E SR PR TR AL A6 7 SR G (). SR 42 1R 2424 75, 2025, 50(3): 358-365.
KFE HEI]  2023-09-25 [FRHEH] 2023-12-01 [E£& BHI] 2024-03-07

[XEkFrERL] A [DOI]  10.11855/j.issn.0577-7402.1295.2024.0307

[
[
[
[

[(FEE] A HERI(SCD) It 48 Ff N B BB BRI RERIR , PEMT 5 | L A0 BB A 2 D BERETG . VRl PR LY
X RGP, SCLIY A AP HL G T ANTA A dn bR, FOWBIALE 0 B0, W R AL i, Hrh % EBE Rk
PRSI BN TS, T AR [ 2k A5 5 g R I R TR Y7 SCT I R D7 1] o BFFERWI,  SCLR ARER v LA A5t e
LAt A A A S AR AT R DG HE T T A% SCUIS TRAER B BRAIL ) K AR ST [ty 7 SRS T Ay SCT A Il PR 7 B it
B . ARSCEEAB T BRI E SCIP IR, SE5 T AR A E 2R N T, IR BT XA ARG T T SCT ISR
W, LIAIRRIGST SCHRIES %

[REER] HREM; WOEER; MAERERRREL; P RLERATT

Regulatory mechanisms and therapeutic strategies of microcirculation after spinal cord injury
Huang]ingl, Ren Ya-Fengz*, Shang Wen-Ya', Zhang Zhi-Lan', Huang Xiao-Mengl, Li Bing2

'Rehabilitation School of Henan University of Chinese Medicine, Zhengzhou, Henan 450046, China

*Rehabilitation Center of the First Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou, Henan 450000, China

"Corresponding author, E-mail: zhangpengkunhong@163.com

This work was supported by the Henan Provincial Scientific Research Program on Traditional Chinese Medicine (2022]JDZX01S,
2021JDZY022)

[Abstract] Spinal cord injury (SCI) is a structural and functional disruption of the spinal cord caused by various factors,
leading to neurological dysfunction. As a common central nervous system disorder in clinical practice, SCI poses significant risks to
human life and health. Its pathological mechanism is exceedingly complex, involving multiple pathological processes. Given the
irreversibility of primary injury, targeting secondary injury has gradually become the main direction for the clinical treatment of SCI in
recent years. Recent studies have highlighted the crucial role of blood-spinal cord barrier damage and microvascular dysfunction in the
progression of secondary injury following SCI. Therefore, investigating the pathological mechanisms of microcirculation and
exploring targeted therapies could provide valuable insights for clinical SCI treatment. This paper aims to provide an objective review
of the role of microcirculation in SCI, identify the critical regulators of microvascular function, and summarize strategies for treating
SCI by targeting microcirculation. The findings of this study may offer novel references for the clinical management of SCI.
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Pk, BEEERE, GPRI24 S5EWTETEZ IIREKEER
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PERIZE B 7E 1) A F SRR VR I, #h i H 9% BSCB
LEM T A SCUR KA R 58, R WA 1k S R AE
5 sCUr iR E I 170,
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