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bone, CNS, eye

Rod-cone dysplasia [ PRA

X-linked nephropathy

RBC pyruvate kinase deficiency
hemolytic anemia

Severe combined immune deficiency

Globoid cell leukodystrophy CNS
disease

1

Fucosidosis CNS disease

Glycogen storage disease type IA
liver disease
Mucopolysacchandoms VII bone
defects, corneal clouding
Statlonary night blmdness/retmal
dystophy

Compiement third component
deficiency

Von Willebrand disease type 3
bleeding disorder

Rod-cone dysplasia 3, PRA
Narcolepsy sleep disorder with
catalepsy

Leukocyte . adheion deﬁ<:1ency
immunodeficiency

Myotonia congenita

Alpha-L-iduronidase (IDUA)

Phosphodiesterase subunit
beta(PDE6B)

Alpha.S chain of Type 4
Collagen(COLAAS)

PK, lover-RBC form (PKLR)

Common gamma chain,
interleukin-2 receptor (IL2GR

Galactocerbrosidase (GALC)

Alpha fucosidase (FUCA1)
Glucose-6- phoéphétase
(G6PT)

Beta glucuronidase (GUSB)

Retinal pigment epithelium '
protein 65 (RPE65)

‘Compiement, third component|

()
Von Willebrand factor(VWF)

bphposphodiesterase alpha

subunit(®DEA)
Hypocretin receptor 2
(HCRTR2)

Beta 2 integrin ITGB 2)

Muscle chloride channel
(CIC-1)

Irish Setter

Samoyed

Basenji, West
Highland White
Terrier

Basset Hound,
Cardigan Welsh
Corgi

" Cairn Terrier, West

Highland White
Terrier

Springer Spaniel

Maltese

German S‘gepherd‘ 1

mix

Briard

Brittany Spaniel

1" Dutch Kooiker, |

Scottish Terrier

Cardigan Welsh |

Corgi

'Doberman Pinscher
Labrador Retriever |

Irish Setter

Miniature
Schnauzer

Autosomal recessive

X-linked recessive

Autosomal recessive

X-linked recessive

Autosomal recessive

Autosomal recessive

Aiit(isomal recessive
Autoeoih;il recessive
Autosomal recessive
Apteéomal ieeessive
Auiesehial reeeesive
Aut(ié(inial recessive
Autoeerhel receesi‘\‘le
Autosomal recessive

Autosomal recessive

A 2 A} Dutch Kooiker &3] A vWF gene?] gt 7J)

g 4 & Aojtt [Table 1]°. 9] base pair7} X|8kE] o] Type 3 vWD7} 2

ojHo) EHAY $HA Aeo] B Bn Ao Yo

[Table 1] Cloning=/0f I A4Al0| #aiZl 7Hel K7y &Y

Disecase Gene(locus) Breed Mode of Inheritance Reference

Hemophillia B Factpr IX (F9) Cairn Terrier X-linked recessive Event et al, 1989(2)
vShaking pup demyelinatieii of CNS Pretediipid prétein, rriyelin—‘ ' ' . _ B
syndrome related (PLP) Springer Spaniel X-linked recessive | Nadon er al, 1990(3)
Elliptocytosis RBC shape abnormahty g:iClr)nembrane Protein 4.1 Mixed Autosomal recessive Conboy et al, 1991(4)
Muscle PFK deficiency homolytic Phosphofructokmase M type Springer Spaniel, . Smith etal, 1991(5)
anemia, myopath (PFKM) Cocker Spaniel Autosomal recessive | Smith et al, 1991(6)
anemia, myopaty Giger et al, 1992(7)
Dyst.rophm muscular dystrophy o Dystrophln (DMD) "Golden Retriever | X-linked recessive | Sharp et al 1992(8)
Mucopolysacchand051s L defects in Plott Hound Autosomal recessive | Menon et al, 1992(9)

Suber et al, 1993(10);

Clenemts et al,
1993(11);
Ray et al, 199{}(12)

Zheng et al, 1994(13)

| Whitney etal,

1994(14),
Whitney and Lothrop,
1995(15),
Skelly et al, 1999(16)

! Henthorn et al,

1994(17)
Somberg et al,
1995(18)

| Victoria et al, 1996(19)

Skelly et al, 1996(20);
QOcchiodoro and Anson,
1996(21)

Kishnani et al, 1997(22)

Ray et al, 1998(23)
Aguirre et al 1998(24)
Veske et al, 1999(25)

Ameratunga etal,
1998(26)

) 'Rieger‘e't al, 1998(27);
Venta et al, 2000(1)

Petersen-Jones et al,
1999(28)

Lin et al, 1999(29)

Kijas et al, 1999(30)

Rhodes et al, 1999(31)
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