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Study on time window of tranexamic acid use in patients with traumatic brain injury”
XIONG Haibing' . XU Rui* \CHENG Qiang',ZHU Ji**
(1. Department of Neurosurgery » Banan District People’s Hospital sChongging 401320,China ;2. Department o f
Neurosurgery.the First Af filiated Hospital of Chongqging Medical University ,Chongqing 400016 ,China)

Abstract : Objective To comparatively analyze the influence of early and late use of tranexamic acid on the prognosis of the pa-
tients with traumatic brain injury and to propose its best treatment time window. Methods One hundred and twelve patients with
craniocerebral injury confirmed by CT in the hospital from 2015 to 2016 were selected and divided into the early treatment group(53
cases) and late treatment group(59 cases) according to the time window as the criteria. The patients with tranexamic acid use with-
in 3 h were included in the early treatment group and which after 3 h were included in the late treatment group. The coagulogram
and platelet were reexamined after 14 h treatment. Then the disseminated intravascular coagulation(DIC) scores were compared be-
tween the two groups. The skull CT was reexamined at least once. The prognosis after 3 months was tracked. The occurrence rate
of progressive intracranial hemorrhage and prognosis after 3 months were compared between the two groups. Results The DIC
score after treatment in the early treatment group was significantly improved;the early treatment group had lower occurrence rate of
progressive hemorrhage and better prognosis,differences were statistically significant( P<C0. 05). Conclusion Early use of tranex-
amic acid can more effectively treat the traumatic coagulation function disorder, reduces the progressive intracranial hemorrhage,
thus improves the patient’s prognosis.
coagulation function; progressive hemorrhage; prognosis
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