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Hypofibrinogenemia induced by tigecycline: a case report and review of literature
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[ Abstract] There are few literature reports about tigecycline associated hypofibrinogenemia. We report a case of life-threatening hypofibrinogen-
emia in a 63-year-old male patient with severe infections treated with high-dose tigecycline. Through, we believed that tigecycline was associated with
hypofibrinogenemia based on literatures. Tigecycline-associated coagulopathy might occur within 7 days after using tigecycline, and the patient got im-

poved within 5 days after tigecycline discontinuation. We suggest that coagulation parameters and fibrinogen should be closely monitored during tigecy-

cline received.
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