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A case report and literature review of acquired hemophilia A

WANG Xin-hui, LIU Gui-yang, ZHOU Liang, WANG Ming-mei, ZHANG Xin, WANG Xiao-qing, WEI Jin-fei
( Department of Medicament and Pharmacology, The First Affiliated Hospital of PLA General Hospital, Beijing 100048, China )

[ Abstract] Objective: To improve the diagnosis and treatment of acquired hemophilia A by sharing one case and reviewing related
literatures. Methods: By reviewing and analyzing the clinical treatment and related literature of one acquired hemophilia A (AHA) induced
by duodenal adenocarcinoma, the etiology, clinical manifestations, diagnosis and treatment of the disease were discussed. Results: The
patient was treated with human FVIl and prothrombin complex for arresting the acute bleeding, and methylprednisolone, cyclophosphamide
and rituximab were used to suppress immune system. When the patient was discharged, the bleeding was stopped and blood coagulation

function returned to normal. Conclusion: AHA is a severe disease, therefore prompt diagnosis, individualized treatment and comprehensive

measurements are the key to determine the prognosis.
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