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Research advances in coagulopathy after traumatic brain injury
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Abstract

Traumatic brain injury is a common type of trauma and can bring heavy burden to both society and families. Coagulopathy

is common in patients suffering from traumatic brain injury, especially in those who take anticoagulant or antiplatelet drugs. Coagulopa-

thy after traumatic brain injury has complicated pathogenesis and there is a lack of uniform diagnostic criteria; however, it could result

in the development of progressive intracranial hemorrhage and thus greatly affects patients’ prognosis. Component transfusion and the

application of related blood products and hemostatic drugs are the main treatment methods for coagulopathy after traumatic brain injury.

This article reviews the current status of the research on the pathogenesis, diagnosis, and treatment of coagulopathy after traumatic

brain injury.
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Advantages and disadvantages of cerebral angiography via the transradial approach

LI Chang-Hai' , LUO Ning®. 1. Guangxi University of Chinese Medicine ,Nanning , Guangxi 530001, China; 2. Department of Neurology,
Affiliated RuiKang Hospital of Guangxi University of Chinese Medicine, Nanning, Guangxi 530011, China

Abstract: At present, the transradial approach and the transfemoral approach are the main routine approaches for cerebral angiogra-
phy in clinical practice. Each approach has its own advantages and disadvantages for both patients and surgeons. This article compares
and analyzes the advantages and disadvantages of these two approaches from the perspectives of patients and medical personnel, so as to
provide a reference for clinical intervention doctors.

Key words: Cerebral angiography; Radial artery; Femoral artery; Advantage; Disadvantage
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