PP SR T A2 20254E 3 H 20 H 45 25855 38 Journal of Neuroscience and Mental Health, March 20, 2025, Vol.25, No.3 - 177 -

- B PERNII AL R

MR NERRE WA PR € (571276 T I Rz F 2 R

A XNER NP4 FEE TFR O EFR4e

518000 R H AR ER EINKFH—WEERAZ M
BAEAEE . 3 W42, Email: ken_1978@163.com

DOI: 10.3969/}.issn.1009-6574.2025.03.004

(FEZ ] I & AR S OB, SZ 05 R 23 R A 5 B SR SN o A3 ) A3 s g F 4 g
AR R AN R R R AU IR F | #2032 RO | 4IRS s, Mg RE i REE S Sk k
PERRI 1 KA, WRFEE M 2B EIEM . &N 72 5 00 5 KA RV A8 , 5600 ™
R FNTE A B WA . ASZRARNT AN 3 5 25 28 5 AE BB MBI AR b 1 100 LA AR A i
B3 B 7 R T (4 T B2 R A FIEAT A8, LA R S8 8 [n) YR 9T SR A 300 40 i PR 40, e
PRGBS

(A ] mimals; RE; wEY; RS %8

ESWH: JARA ARRAEAS (2023A1515010320)

Advances in neuroinflammatory markers in the diagnosis and management of traumatic brain
injury Li Xinmeng, Liu Ziwei, Liu Weiyu, Wu Jianuo, Deng Yuhang, Huang Xianjian
Department of Neurosurgery, Shenzhen Second People's Hospital & The First Affiliated Hospital of Shenzhen
University, Shenzhen 518000, China
Corresponding author: Huang Xianjian, Email: ken_1978@163.com

[ Abstract] Within minutes following a traumatic brain injury, a pronounced inflammatory response
occurs in the affected brain. The post-traumatic inflammatory response encompasses the release of pro-
inflammatory and anti-inflammatory cytokines, regulation of neurotrophic factors, cellular migration, and
phagocytosis. The neuroinflammatory process is implicated in the occurrence of secondary brain injury while
also facilitating neurorepair. Various cytokines play a role in the inflammatory response after craniocerebral
trauma and exhibit a significant correlation with the severity of the injury and the prognosis. This review analyzes
the mechanisms and expression of different inflammatory factors following traumatic brain injury, as well as
their utility as biomarkers for prognosis and treatment. The findings aim to identify suitable cytokine targets for
inflammatory-targeted therapies to improve the outcomes for patients with traumatic brain injuries.
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