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DNA Diagnosis of Hemophilias
Takehiko KOIDE

Department of Biochemistry, Niigata University School of Medicine

Hemophilias A and B are the most common hereditary hemorrhagic disorders that
are caused by a deficiency or dysfunction of coagulation factors VIII and IX, respectively.
Recently, both the factor VIII and the factor IX genes have been cloned and well charac-
terized, and three and five intragenic RFLPs (restriction fragment length poly-

morphisms) of the factor VII and the factor IX genes, respectively, have been
identified.

detection of hemophilia A.

These RFLPs can be successfully used for prenatal diagnosis and carrier
DNA diagnosis of hemophilia B in Japanese, however, is
not successful due to the absence of common polymorphisms thus far identified in

Caucasians.
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