HERREFZHRE

H35EHETH Vol. 35 No.7
2025 4F 4 H China Journal of Modern Medicine Apr. 2025
DOI: 10.3969/}.issn.1005-8982.2025.07.011
XEHS : 1005-8982 (2025) 07-0065-06
ZRik

/

B9 1% B 153 57 Fh B — R e R T3 AL B A BT e

wetm, A5, WA, _FE-F
(PHAFHBEERITER PHESZASA,IH &8 330038)

WE : QG RRGE—FEHERE, SBRE. GRURN KA, AGEESG TR B
K, FEMmE MM EAER, HiE BRI - % TBI R e TUE, FRAVE, Aok, %
BB AR, BRIK T -5 e huh] R 2 AR A, % i — ) 5 69 Sy iR T ALEI AT R R R AT 4R
K - AMEHEIEARY ; —Radh ; il A A

FESEE . R651.15 XEAARIREG . A

Research progress on the regulatory mechanism of the brain-gut
axis in traumatic brain injury*
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Central South University, Nanchang, Jiangxi 330038, China)

Abstract: Traumatic brain injury is a disease with high incidence, disability, and mortality rates. More and
more studies have found that traumatic brain injury can cause gastrointestinal symptoms and interact with gut
microbiota. The gut microbiota affects the progression and prognosis of TBI through the brain gut axis, involving
multiple pathways such as neurology, endocrinology, and immunity. However, the mechanism of the brain gut axis
has not been thoroughly studied. This review will summarize and analyze the research progress on the bidirectional
regulation mechanism of the brain gut axis.
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