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Abstract

aortic syndrome (AAS) complicated with disseminated intravascular coagulation(DIC). Method: The clinical data of

232 patients with AAS admitted to the First Affiliated Hospital of Dalian Medical University from May 2013 to

May 2017 were analyzed retrospectively. All the patients were divided into AAS - DIC group and AAS group ac-

dl_ hrh@163. com

Objective: To retrospectively analyze the diagnosis, treatment and prognosis of patients with acute

cording to whether or not they suffered from DIC. The clinical characteristics of the two groups were compared.
Result: The 232 patients with AAS were enrolled in our research. There were 19 patients (8.2%) with DIC, and
the prognosis of them was poor. Among them. 10 patients were diagnosed with DIC at the time of admission. In
the 10 cases, 3 of 5 patients died underwent surgical treatment, another 5 patients also died after nonoperative
treatment. Of the 19 cases with DIC, 9 patients were diagnosed with DIC after surgery. 5 of 9 patients died. Be-
tween AAS group and AAS-DIC group, there was significant difference in the ICU retention time and the existing
drainage, but not in cardiopulmonary bypass operation time and cycle time, Conclusion: AAS is prone to DIC and
the surgical treatment for AAS patients with DIC is effective, but does not significantly improve the prognosis of
these patients.
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