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A Case of Acquired Factor V Deficiency after Percutaneous Coronary Intervention

Eun Sang Yu, Dae Sik Kim, and Chul Won Choi

Division of Oncology and Hematology, Department of Internal Medicine, Korea University College of Medicine, Seoul, Korea

Acquired factor V deficiency is extremely rare. Here we report the case of an 88-year-old female patient who presented with

hematochezia 1 month after undergoing percutaneous coronary intervention. Her laboratory results showed an extremely pro-

longed prothrombin time and an activated partial thromboplastin time, but neither improved after fresh frozen plasma transfusion.

She was finally diagnosed with acquired factor V deficiency and successfully treated with an immunosuppressant.

(Korean J Med 2017;92:480-483)
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Table 1. Result of coagulation factor analysis

Factors Value (%)
Factor II 71.0
Factor V 4.0
Factor VII 85.0
Factor VIII 130.0
Factor IX 126.0
Factor X 47.0
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Table 2. Clinical characteristics of patients with acquired factor
V deficiency

Total (n=83) Value
Gender
Male 57 (68.7)
Female 26 (31.3)
Bleeding symtoms
Asymptomatic 17 (20.5)
Symptomatic 66 (79.5)
Hematuria 22 (26.5)
Gastrointestinal bleeding 17 (20.5)
DIC 12 (14.5)
Post-operative bleeding 11(13.3)
Muscle hematoma 7(8.4)
Nasopharyngeal bleeding 10 (12.0)
Cerebral hemorrhage 5(6.0)
Associated factor
None 16 (19.3)
Surgery 25 (30.1)
Antibiotics 37 (44.6)
Aminoglycosides 13 (15.7)
B-lactam 20 (24.1)
Malignancy 11(13.3)
Gastrointestinal 6(7.2)
Gynecologic 3(3.6)
Infection 5(6.0)
Autoimmune disease 7(8.4)
Valproic acid 1(1.2)
Treatment
Steroid 43 (51.8)
FFP 39 (47.0)
Platelet concentrates 19 (22.9)
Vitamin K 15 (18.1)
IVIG 11(13.3)
Outcome
Remission 53 (63.9)
Spontaneous remission 12 (14.5)
Persistence/death 30 (36.1)

Values are presented as number (%).
DIC, disseminated intravascular coagulation; FFP, fresh frozen
plasma; IVIG, intravenous immunoglobulin.
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