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Figure 1.	  MRI images (A) FLAIR Axial, (B) T2 Axial, (C) T2 sagittal, (D) T2 Coronal demonstrate high signal and 
swelling of the posterior corpus callosum. There are multiple focal lesions involving the periventricular 
and deep white matter of the frontal lobes. (E) and (F) DWI and ADC images shows diffusion restriction 
in the involved corpus callosum.

of the corpus callosum with focal lesions. During 
the acute stage corpus callosum is edematous 
with T1 hypo intensity and T2 hyperintensity. 
This acute stage usually involves the splenium 
and genu of the corpus callosum.3 In our patient 
the MRI evolved similarly with time. Initially 
the lesions were more posterior as shown in 
Figure 1 and later the body and the head of the 
corpus callosum were involved as shown in 
Figure 2. With time when the oedema decrease 
T2 signal intensity progressively reduces4 and 
later when the lesions become chronic, corpus 
callosum will become atrophic. (Figure 3)  

Sometimes necrosis will produce cystic cavities 
within the corpus callosum mainly in the genu and 
splenium5, which were also seen in out patient. 
Fiber tracking using diffusion tensor imaging is 
useful to increase the sensitivity of MRI in MFB 
and show the fiber loss throughout the corpus 
callosum.6 Hyper intense lesions in the cerebral 
cortex, particularly in the frontal in T2 and fluid-
attenuated inversion recovery (FLAIR) images 
have also been reported.7 Similar multiple focal 
lesions involving the periventricular, deep white 
matter of the frontal lobes were evident in Figure 1.
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Figure 2. 	(A) FLAIR Axial (C) FLAIR Coronal (D) T2 sagittal images shows that the involvement of the corpus 
callosum has extended anteriorly involving the body and the head of the corpus callosum. Previously 
involved posterior corpus callosum and the splenium show central necrosis. (B) Contrast images reveal 
mild Gadolinium contrast enhancement of the lesions. DTI images demonstrate loss of integrity and the 
volume of the transverse fibers of the posterior corpus callosum. 
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Figure 3.	MRI images (A) FLAIR Axial and (B) FLAIR sagittal images showing atrophied corpus callosum 
and increased FLAIR signals in genu, body and splenium. Diffuse high FLAIR signals are seen in the 
periventricular white matters bilaterally sparing subcortical U fibers.
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