
Krabbe disease: a differential cause of the
hyperdense boomerang sign
Luis Alcides Quevedo Canete1 Sérgio Ferreira Alves Júnior2 Ângelo Dante de Carvalho Côrrea1

Nina Ventura2

1 Instituto Estadual do Cérebro Paulo Niemeyer, Rio de Janeiro RJ,
Brazil.

2Universidade Federal do Rio de Janeiro, Rio de Janeiro, RJ, Brazil.

Arq. Neuro-Psiquiatr. 2025;83(12):s00451809997.

Address for correspondence Luis Alcides Quevedo Canete
(email: poloquevedo@gmail.com)

A 1.5-year-old female child presented with regression of devel-
opmental milestones, spastic tetraparesis, and fever. Computed
tomography (CT) scans showed hyperdensity, and magnetic
resonance imaging (MRI) scans revealed restricted diffusion in
the splenium of the corpus callosum, characterizing the boo-
merang sign (►Figure 1). On the follow-up examination, bilat-
eral and symmetrical T2 and fluid-attenuated inversion
recovery (FLAIR) hyperintense lesions were observed in the
cerebral white matter, predominantly in the parieto-occipital
regions, presenting a tiger- or leopard-skin pattern, as well as
involvement of the brainstem, corticospinal tracts, and dentate
nuclei (►Figure 2 A–C). Additionally, bilateral thickening and
enhancement of the cranial nerves were noted, most promi-
nently in the cisternal portions of the III, V, and VI pairs, and in

the intracanalicular portions of the VII and VIII pairs. Diffuse
thickening and enhancement of the spinal roots were also
observed (►Figure 2 D–G). Krabbe disease was confirmed
through genetic testing, which identified the c.884A>T variant
in heterozygosity in the GALC gene. In clinical presentations
featuring hyperdense lesions on CT and restricted diffusion on
MRI in the corpus callosum (splenium), Krabbe disease should
be considered.1–4
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Figure 1 Brain computed tomography (CT) and magnetic resonance imaging (MRI) scans revealing hyperdensity (A,B) and restricted diffusion
(C,D) in the splenium of the corpus callosum.
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Figure 2 Brain MRI scans revealing bilateral and symmetrical T2 and fluid-attenuated inversion recovery (FLAIR) hyperintense lesions in
the white matter of the cerebral hemispheres, predominantly in the parieto-occipital regions, displaying a tiger-like or leopard-skin pattern
(white arrows in A and B). Involvement of the brainstem and corticospinal tracts (white arrows in C) was observed, along with thickening and
enhancement of the trigeminal nerves (white arrowhead in D) and spinal roots (white arrowheads in E, F, and G).
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