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Diffuse Gliomatosis; Report and Analysis of 4 Cases
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Abstract; [ Objective ] To investigate the features of the clinical manifestations, image, and pathology of diffuse gliomatosis.
[ Methods ] The clinical data of 4 cases of diffuse gliomatosis with a pathological confirmation was summarized retrospectively and
analyzed with a literature review. [Results]All patients were middle-age or young females. The manifestations were not specific
including intracranial hypertension symptoms such as headache and vomit, visual blur, seizure, cranial nerve palsy, involuntary
movement, and even motor sensory or sphincter dysfunction when the spinal cord was involved. The image findings revealed diffuse
infiltrating lesions. All 4 cases constantly offended more than 3 sites of the cerebral hemisphere and simultaneously the corpus
callosum, with no obvious mass effect or enhancement. All were misdiagnosed earlier when onset, and were especially difficult to be
differentiated from inflammation diseases. All 4 cases were finally pathologically confirmed. [ Conclusions ] There is no specificity on the
clinical manifestations of diffuse gliomatosis. Images are useful in helping the diagnosis, while pathological study is still required to
make a definite diagnosis.
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Fig.1 MR features of diffuse gliomatosis
A:revealed involvement of the bilateral frontal lobes and corona
radiate in case 2; B :revealed involvement of the hilateral frontal lobes,
temporal lobes and basilar ganglia in case 4; C:revealed involvement
of the T;, ~ L, segments of the spinal cord in case 3;D:Showed

involvement of the corpus callosum on flair image
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Fig.2 HE stain(A) and GFAP Immunohistochemistry
(B) of diffuse gliomatosis, x 40
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