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Effects of Prehospital Use of Hemagglutinase or Tranexamic Acid on Hemostasis
and Prognosis for Patients with Craniocerebral Injury
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University, Beijing 100175, China)

Abstract Objective: To investigate the effects of prehospital use of hemagglutinase and tranexamic acid on
hemostasis and prognosis for patients with craniocerebral injury. Methods: One hundred and twenty-four patients
with craniocerebral injury admitted to neurosurgery inpatient department of our hospital from January, 2016 to
June, 2019 were selected, and the patients were equally divided into hemagglutinase group and tranexamic acid
group by random number table method. Hemagglutinase was prehospitally used in hemagglutinase group for
hemostatic treatment. Tranexamic acid was prehospitally used in tranexamic acid group for hemostatic treatment.
Results: The average blood loss in hemagglutinase group was significantly lower than that in tranexamic acid
group. Before the treatment, the difference in Hb level between the two groups had no statistical significance (P

>0.05). After the treatment, Hb level in the two groups were significantly lowered (P<<0.05), and Hb level in
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hemagglutinase group was significantly higher than that in tranexamic acid group (P<0.05). Before the treatment,
there was no significant difference in HCT, Fib, APTT, PT and PAR levels between the two groups (P >0.05).
After the treatment, HCT and PAR levels in the two groups were significantly lowered (P<0.05), while
there was no significant difference in Fib, APTT and PT levels of the two groups between pretherapy and post-
therapy(P>0.05). After the treatment, HCT and PAR levels in hemagglutinase group were significantly higher
than those in tranexamic acid group (P<<0.05), and the difference in Fib, APTT and PT levels between the two
groups had no statistical significance (P>0.05). Hemorrhage rate and poor prognosis rate in hemagglutinase
group were 1.61% and 22.58%, respectively, which were significantly lower than those in tranexamic acid
group of 11.29% and 40.32% (P<0.05). The difference in adverse drug reaction rate between the two groups
had no statistical significance (P>0.05). Conclusion: Compared with the prehospital use of tranexamic acid,
hemagglutinase showed a more satisfying hemostatic effect for patients with craniocerebral injury, significantly
reduced rebleeding risks, improved prognosis, and did not increase risk of thrombotic disease, suggesting that
hemagglutinase was worthy of clinical application.
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