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Clinical features of patients with acquired coagulation factor X[ deficiency”
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Abstract: Objective To discuss the clinical features, diagnosis and treatment of acquired coagulation fac-
tor X[ deficiency. Methods The clinical data and laboratory tests results of 10 patients with acquired coagula-
tion factor X[ deficiency from January 2017 to January 2018 were retrospectively analyzed. Among 10 patients,
there were 7 males and 3 females with the median age of 48 (27—82) years old. Results A total of 10 patients
with acquired coagulation factor X[ deficiency were enrolled in our study. The median activity of factor X[ of
the 10 patients was 33. 5%. One case didn't have basic disease. In addition to clinical manifestations of basic
disease,there was no tendency of hemorrhage in all patients. In laboratory testing,all patients had prolonged
activated partial prothrombin time (APTT),normal prothrombin time (PT),decreased factor X[ and plasma
APTT hybrid test cannot be corrected with normal plasma. After operation, the level of factor X[ increased and
APTT was corrected totally or partially in three cases. Conclusion Patients with acquired coagulation factor
XI deficiency are not hemorrhage with extended APTT. It is suggested that supplying plasma is not necessary.
If the cancer patients have the risk of hypercoagulability,anticoagulant treatment could be considered.
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