













































































































































































































































































































































































SUPPLEMENTAL UPDATE, 1979
Model Number 12

Hemophilia A & B

Human Disease:

Hemophilia A, Classical Hemophilia, AHF Deficiency,

Hemophilia B, Christmas Disease, PTC Deficiency

Animal Model:
Hemophilia AB

Contributed by K. M. Brinkhous, M.D. and Thomas R. Griggs,
M.D., Department of Pathology, School of Medicine, Uni-
versity of North Carolina at Chapel Hill, Chapel Hill, NC
27514.

Biologic Features: Many simple laboratory findings are
identical in the different types of hemophilic dogs (Table).
Specific procoagulant assays are needed to diagnose the type
of hemophilia. A bank of canine plasma or plasma concentrate
is essential for the support of a colony of hemophilic dogs;
transfusion therapy is necessary to maintain the affected
animals. Hemophilia A has been recognized in most common
breeds of dogs (1).

Comparison with Human Disease: Human heterozygotes
have reduced plasma AHF or Factor IX levels, but diagnosis is
less specific than in dogs unless other information from the
pedigrees as von Willebrand factor (Factor VIII:vWF) levels
and Factor VIII-related antigen are determined also (2). Only
recently has it been possible to readily determine vWF levels in
dogs, with the discovery of a venom coagglutinin factor
specific for vWF (3) and with the development of a test using
lyophilized fixed platelets (4). The use of this test with AHF
assays may improve the diagnosis of canine carriers of
hemophilia A which have borderline values for AHF.

Location of Colonies of Hemophilia A, B, and AB:
University of North Carolina at Chapel Hill; Division of
Laboratories and Research, New York State Department of
Health, Albany, New York.

Canine Hemophilia A, Canine Hemophilia B, Canine

LABORATORY FINDINGS IN HEMOPHILIA A, B, AND AB

Test Hemophitia A® HemophiliaB®  Hemophilia ABY
Clotting Time Prolonged Protonged Prolonged
Bieeding Time Normal Normal Normal
Secondary Bleeding Time Prolonged Prolonged Prolonged
Prothrombin Time Normal Normal Normal
Platelets Normal Normal Normal
Partial Thromboplastin Time Prolonged Prolonged Prolonged
Thromboplastin Generation
Test Prolonged Prolonged Prolonged
Correction with normal
serum No Yes Partial
Correction with Ba{SO,)
adsoroed plasma Yes No Partial
Factor V111:C Assay <1% Normal <1%
Factor IX Assay Normal <1% <1%
vWF (venom} Assay Normai Normal Normal

* Human and Canine
+ Canine only
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Model Number 16

Spina Bifida, Sacral Dysgenesis and Myelocele

Human Disease: Spina Bifida, Sacral Dysgenesis and Myelocele

Animal Model: Manx Cat, Spina Bifida, Sacrococcygeal Agenesis

Contributed by: Hyram Kitchen, DVM, PhD, Department of Environmental Practice,
College of Veterinary Medicine, University of Tennessee, Knoxville, TN 37901.

Although central nervous system anomalies, mental retardation,
and/or hydrocephalus are associated with high frequency in humans
having spina bifida, CNS disturbances are rare in the Manx cat. Recently,
hydrocephalus was reported in the Manx cat. Detectable amounts of
alpha foeto-protein in amniotic fluid have been reported in human
pregnancy having neural tube anomalies. Similar detection of alpha
foeto-protein has been verified in the Manx cat having neural tube
anomalies. These findings increase the experimental potential of this
animal model.
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