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Relationship between HMGB1 and sFas levels in cerebrospinal fluid and postoperative communicating hydrocephalus of
patients with traumatic brain injury

SONG Xu—Dong, LUO Bo, DENG Xue—yun, CHEN Hua—xuan, LIU Yi, SHANG Bin. Department of Neurosurgery, Nanchong Central
Hospital, Nanchong 637000, China

[Abstract] Objective To investigate the relationship between the levels of high mobility group box 1 (HMGB1) and soluble Fas
(sFas) in cerebrospinal fluid (CSF) and postoperative communicating hydrocephalus of patients with traumatic brain injury (TBI).
Methods A total of 237 patients with TBI (observation group) were prospectively collected from January 2017 to March 2021, and 40
patients with scalp trauma without infection were selected as control group. The levels of CSF HMGB1 and sFas were detected by ELISA.
The postoperative communicating hydrocephalus in observation group was diagnosed by clinical manifestations combined with imaging
manifestations within 3 months after operation. Results One day after operation, the CSF HMGB1 level in the observation group [(17.47+
5.74) pg/ml] was significantly higher than that [(8.89+4.06) pg/ml] in the control group (P<0.05), the CSF sFas level [(96.71+30.29) pg/
ml] was also significantly higher than that [(22.78 £11.63) pg/ml] in the control group (P<0.05). Within 3 months after surgery, 43 TBI
patients were diagnosed as communicating hydrocephalus (hydrocephalus group) and 194 were not (non-— hydrocephalus group).
Compared with the non—hydrocephalus group, the CSF HMGBI1 levels in the hydrocephalus group were significantly increased 3, 7 and
14 days after operation (P<0.05), and the CSF sFas levels were significantly increased 1, 3, 7 and 14 days after operation (P<0.05).
Multivariate logistic regression analysis showed that the increase of CSF HMGB1 and sFas level 3, 7 and 14 days after surgery were
independent predictors of communicating hydrocephalus (P<0.05). ROC curve analysis showed that the increase of CSF HMGB1 and
sFas levels 3, 7 and 14 days after surgery had certain predictive value for the occurrence of communicating hydrocephalus (P<0.05), and
the increase of CSF HMGB1 and sFas levels 7 days after surgery had the best predictive value (P<0.05). Conclusions CSF HMGB1 and
sFas levels are related to the occurrence of communicating hydrocephalus of TBI patients after surgery, and the increase of CSF levels of
HMGBI and sFas 7 days after surgery has a good value in predicting the occurrence of communicating hydrocephalus.
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