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Introduction
Lafora body disease has been previously reported in humans, in several breeds of dogs, a cat, a flying fox, a cockatiel and in cattle in the
USA and in the UK. To our knowledge this is the first case described in a cow in continental Europe.
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At necropsy the only abnormal finding was mild dilation of Figure 1. Brain stem, HE, 20x. Polyglucosan bodies within the
the esophagus. The animal was in moderate body condition. perikarya (long arrows) and within the neuropil
Histopathology of the brain stem at the transition of the (short arrows)
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were within the normal ranges. Figure 2. Brain stem, HE, 40x. Notice the pale grey aspect of the Figure 3. Brain stem, PAS-diastase, 40 x. The polyglucosan bodies
polyglucosan bodies, and the occasional dense core stain strongly magenta in the PAS stain after diastase
pretreatment, with radial staining pattern
Acknowledgements

We thank Wageningen University and Research center (WUR) for sending in the cow for postmortem examination and our histopathological department for processing the material.

References

1. Cantile C, Youssef S. Nervous system. In Maxie, MG, ed. Jubb, Kennedy and Palmer’s Pathology of Domestic Animals, vol. 1, 6th ed., Elsevier, 2016: 255, 292

2. Borras D, Ferrer I, Pumarola M: 1999, Age-related changes in the brain of the dog, Vet. Pathol. 36:202-211

3. Swain L, Key G, Tauro A, Ahonen S, Wang P, Ackerlay C, Minassian BA, Rusbridge C: 2017, Lafora disease in miniature Wirehaired Dachshunds, Plos One, 2 august 2017 https://doi.org/10.1371/
journal.pone.0182024

4. Turnbull J, Striano P, Genton P, Carpenter S, Ackerley CA, Minassian BA: 2016, Lafora disease, Epileptic Disord. September 01; 18(Suppl 2):38-62

5. Simmons M.M.:1994, Lafora Disease in the Cow?, J. of Comp. Path. Vol.110 (4), 389-406

6. Joint Pathology Center Wednesday Slide Conference, Conference 17, 31st January 2018, Case IV.

n.meertens@gdanimalhealth.com

www.gdanimalhealth.com

Y] L] I I" . i .‘ 17, -
:' lﬁ}.f';ttltf vy J.-'_: Tf..‘." y -l ,
. f..}*f#/‘i' T

,‘,flr‘ ..fll-
i - . 1 !2"..
J i ] .f -
T L .
! J ;
Ll 11 0 o B
i Al Sl KT D)
LT 2 A
' 'R ] fz i
‘r : 1A# -

Pt
B
I ]

i
o |

........

3 .'I. - -.'- - p : ]
e RN

GD0000/00-00



