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<Abstract>

A case of acquired factor V inhibitor with slow spontaneous remission

Kaho KondoV, Soichiro Fujii, Makoto Takeuchi? and Kenji Niiya?
DDepartment of Hematology, Japanese Red Cross Okayama Hospital

2Department Hematology and Oncology, Okayama University Hospital

The patient was an 88-year-old female. She was
on warfarin for paroxysmal atrial fibrillation.
Following a blood test that showed prolonged
activated partial thromboplastin time (APTT) and
prothrombin time (PT) and progression of anemia,
warfarin was discontinued. She was referred to
our department because blood tests did not show
improvement. Given a convex downward curve of
the cross-mixing test, 1.0% of factor V coagulation
activity and factor V inhibitor titer as low as
1.0BU/mL, she was diagnosed with congenital
factor V deficiency. Eight months later, even
without any treatment, the factor V coagulation
activity were slowly and spontaneously improved.
Although the patient was initially diagnosed with
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congenital factor V deficiency; yet instead, this was
considered as a case of a spontaneous remission
of a low titer of an acquired factor V inhibitor
based on the clinical course. This case was difficult
to diagnose because the cross-mixing test showed
a pattern of congenital hemophilia. Cases of the
early stages of acquired factor V inhibitors can be
diagnosed as a congenital disorder because cross-
mixing tests do not show an inhibition pattern. In
the case that factor V coagulation activity is
reduced, it Is necessary to repeat cross-mixing
tests and conduct a measurement of factor V
inhibitor considering the possibility of acquired

conditions.



