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a b s t r a c t 

Cerebral gliomatosis (GC) is a rare diffuse infiltrative growth pattern of glioma with non- 

specific clinical manifestations like visual impairment that may involve bilateral temporal 

lobes. Herpes simplex encephalitis (HSE) and limbic encephalitis (LE) can also lead to tempo- 

ral lobe involvement. Differentiating these entities is necessary for patients with misleading 

presentations and imaging findings. To the best of our knowledge, this is the third case of 

GC presenting with blindness. The patient was a 35 years-old male in a drug rehabilita- 

tion center for heroin addiction. He presented with a headache, a single episode of seizure, 

and a 2-month history of bilateral decrease in visual acuity, which had acutely worsened. 

Magnetic resonance imaging (MRI) and computed tomography (CT) showed bilateral tem- 

poral lobe involvement. Ophthalmological studies showed bilateral papilledema, absence 

of visual evoked potential, and thickening of the retinal nerve fiber layer. Due to this clini- 

cal presentation, normal laboratory data, and suspicious MRI findings, further investigation 

with magnetic resonance spectroscopy (MRS) was performed. Results showed a greatly in- 

creased ratio of choline to creatinine(Cr) or N-acetyl aspartate (NAA), suggesting a neoplastic 
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nature of the disease. Subsequently, the patient was referred for a brain tissue biopsy with 

a suspicion of malignancy. The pathology results revealed adult-type diffuse glioma with 

isocitrate dehydrogenase (IDH) mutation. Bilateral blindness, as well as bilateral temporal 

lobe involvement, each has many different causes. However, as demonstrated in this study, 

adult-type diffuse glioma must be considered a rare cause of concomitant bilateral temporal 

lobe involvement and blindness. 

© 2023 The Authors. Published by Elsevier Inc. on behalf of University of Washington. 

This is an open access article under the CC BY-NC-ND license 

( http://creativecommons.org/licenses/by-nc-nd/4.0/ ) 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Introduction 

Gliomatosis cerebri (GC) is a diffuse and infiltrative tumoral
growth pattern in which the cerebral glioma cells, either isoc-
itrate dehydrogenase (IDH) mutant or wild-type, affect more
than 2 brain lobes, most commonly frontotemporal lobes [ 1 ,2 ].
GC is rare and affects all age groups, with the mean age of di-
agnosis being 43.6 years. The median overall survival is 18.5
months due to no definitive treatment [ 3 ,4 ]. GC is classified
as type I (classic type accounting for more than two-thirds of
GC cases) when no obvious mass is present or type II when a
diffuse infiltrative pattern of involvement coexists with a well-
defined enhancing mass-like lesion [2] . 

Here we present a 35-year-old male patient with a history
of bilateral blindness, headache, seizure, and bilateral tempo-
ral lobe involvement on MRI who was primarily treated with
aciclovir for HSE but later diagnosed as GC, as the complemen-
tary investigation results became available. This is the third
case of GC being reported, which presented with blindness.
We reviewed previous studies, discussed the differential diag-
nosis, and finally explained the underlying pathophysiology
of blindness in GC 

Case presentation 

A 35-year-old male heroin user from a drug rehabilitation cen-
ter presented with a 4-month history of headaches and a sin-
gle episode of seizure a day before. His main complaint was
a 2-month history of gradual painless progressive deterio-
ration in visual acuity, which acutely worsened in the days
prior to hospitalization. There was no past medical history of
immunodeficiency, autoimmune disorders, or malignancy. He
displayed no signs or symptoms of withdrawal and denied any
current drug or alcohol abuse. On admission to the emergency
department (ED), his vital signs were normal, and he was con-
scious and orientated. Neurological examination showed a bi-
lateral reduction in visual acuity (right side: light perception,
left side: hand motion) but was otherwise normal. Slit-lamp
examination showed bilateral mild to moderate disc swelling.
Pupils were mid-size and isochoric with normal reactions to
light. 

A brain CT scan was performed, showing hypodensity and
loss of grey-white matter differentiation in bilateral tempo-
ral lobes, which was extended to occipital lobes and centrum
semiovale. Although there was neither obvious mass in the
brain parenchyma nor midline shift, mild left uncal hernia-
tion was seen ( Fig. 1 ). With regards to signs of probable raised
intracranial pressure (ICP), corticosteroids and mannitol were
given to decrease edema and prevent further clinical dete-
rioration. Given the presentation (recent seizure and hypo-
density of temporal lobes) and a possible higher prevalence
of HSE in drug users relative to the normal population in
the region (according to high-risk behaviors, poor health care,
and different ethnicities in these populations, including ille-
gal immigrants), and due to the high mortality rate of HSE
and the benefits and safety of the early treatment, the emer-
gency physician decided to commence empirical therapy with
intravenous (IV) aciclovir for the patient while the comple-
mentary investigation was underway. A lumbar puncture (LP)
was also performed, and urine and blood samples were col-
lected for toxin assay. The cerebrospinal fluid (CSF) sample
was clear, and the opening pressure was elevated at 38 cm
H 2 0. A brain MRI was performed for a more detailed inves-
tigation. This showed abnormal hypersignal intensity on T2
weighted and fluid-attenuated inversion recovery (FLAIR) se-
quences in the cortex and subcortical white matter of bilateral
temporal lobes and insular regions (more severe on the left
side), with extension to genu, body, and splenium of the cor-
pus callosum and centrum semiovale. To a lesser degree, the
left basal ganglia, left thalamus, optic chiasm, and periventric-
ular white matter of occipital lobes were involved. Affected
areas were mildly expanded and distorted, and they had no
restriction on the Diffusion Weighted Imaging (DWI). Involved
areas did not show enhancement on postcontrast examina-
tion, and no hemorrhagic foci were detected on the Suscepti-
bility Weighted Imaging (SWI) ( Fig. 2 ). Cerebrospinal fluid (CSF)
analysis showed a mildly increased glucose but was otherwise
normal. The toxin assay of urine and blood samples, as well
as tests for human immunodeficiency virus (HIV), hepatitis B
and C, were all negative. The real-time polymerase chain reac-
tion (RT-PCR) of Herpes simplex virus (HSV) was negative from
the CSF sample, so the aciclovir was discontinued. So, HSE and
LE were excluded based on incompatible clinical presentation,
imaging findings, and laboratory data. 

According to bilateral visual impairment, further eval-
uation with optical coherence tomography (OCT) and vi-
sual evoked potentials (VEPs) testing was performed. These
showed bilateral increased retinal nerve fiber layer (RNFL)
thickness and absent VEP waveforms, respectively ( Fig. 3 ). 

Furthermore, due to volume expansion and facilitated dif-
fusion of involved areas, we had to consider a differential
diagnosis of neoplastic lesions such as infiltrative low-grade
gliomas. Subsequently, brain MRS was performed for further
evaluation, in which the Choline level was greatly elevated
in some regions, and Choline to NAA ratio reached up to 4.

http://creativecommons.org/licenses/by-nc-nd/4.0/
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Fig. 1 – Brain CT scan. Hypodensity and loss of gray-white matter differentiation in bilateral temporal lobes (A), white matter 
hypodensity in bilateral occipital lobes (B). There is a ring artifact in the images. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

This favored a diagnosis of the neoplastic nature of this condi-
tion ( Fig. 4 ). Raised myo-inositol (MI) peak was also depicted in
the obtained MRS imaging results. Following these MRS find-
ings and raised ICP, the patient underwent left temporal lobec-
tomy, and pathology results confirmed the imaging findings
and adult-type diffuse glioma was reported. Finally, Immuno-
histochemistry (IHC) was used to determine tumor marker ex-
pression profile and grading ( Fig. 5 ). The patient continued to
suffer from blindness and infrequent, mild headaches after
the surgery. 

Discussion 

Bilateral temporal lobe involvement in cross-sectional imag-
ing is not confined to GC, and physicians should rule out the
other important differential diagnosis, such as HSE and LE,
based on the clinical history, laboratory, and imaging findings
[5] . Different imaging modalities and clinical findings which
can aid in differentiating these entities are summarized in
Table 1 . 

Progressive visual loss, absence of fever, and a subacute to
the chronic course of symptoms were not consistent with the
HSE diagnosis. Furthermore, the lack of response to aciclovir
therapy increased the probability of GC in this case, although
the partial response to aciclovir may be seen in some patients
with glioma [6] . Additionally, lack of contrast enhancement
on the postcontrast examination despite the nonacute course
of the disease, absence of restriction on the DWI and hemor-
rhage on the SWI, expansion of the involved areas, and in-
volvement of basal ganglia, thalamus, optic chiasm, corpus
callosum and bilateral centrum semiovale (indicating infiltra-
tive growth pattern) favors the diagnosis of GC rather than HSE
in the conventional MRI. Despite the fact that the MRS spec-
trum of low-grade gliomas such as GC type 1 may resemble en-
cephalitis, Cho:NAA ratio ≥ 2.5 or NAA:Cho ratio ≤0.61 suggest
a neoplastic nature of the disease rather than non-neoplastic
process [ 7 ,8 ]. Our case presented with Chol:NAA ratio of 4. In-
ositol peak can be seen in 88 % of GC patients and was also
present in our case [2] . 

The lack of underlying malignancy or psychiatric symp-
toms, extensive extra-limbic involvement, loss of grey-
white matter differentiation, presence of a mass effect, and
Cho:NAA ratio ≥ 2.5 in the affected regions were not compat-
ible with LE. 

Castillo et al. [9] propose that low-grade astrocytoma,
in comparison to high-grade anaplastic astrocytoma and
glioblastoma multiforme (GBM), present with increased levels
of MI which is compatible with the findings of our study. 

Several acquired diseases may show raised levels of MI,
including progressive multifocal Leukoencephalopathy (PML),
early-onset Alzheimer’s disease, and subacute sclerosing pa-
nencephalitis (SSPE) [ 10 ,11 ]. 

PML is a subacute progressive demyelinating disease
caused by oligodendrocyte damage resulting from JC virus
infection in immunocompromised patients [12] . Diagnosis is
based on the presence of clinical findings and imaging signs,
positive CSF JC virus PCR, and exclusion of other diagnoses.
It manifests as asymmetrical T2 hyperintense multicentric
white matter lesions affecting the U-shaped subcortical
fibers and periventricular area. After contrast administration
and on DWI, there is usually patchy restricted diffusion and
enhancement at the periphery, especially on borders corre-
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Fig. 2 – Brain MRI. Coronal (A and D), axial (B), and sagittal (C) planes of the brain MRI (T2weighted sequence) showed 

hyper-signal intensity in bilateral temporal lobes (A, B and D), genu and body of corpus callosum (red stars in A and C) as 
well as in the optic chiasm (red arrow in C). Hyper-signal regions are mildly expanded (for example, note the gyral 
thickening of the left medial temporal cortex in B and enlargement of the body of corpus callosum in A). Hyper signal 
intensity is noted in the anatomic location of the left lateral geniculate body in the posterior coronal plane (yellow circle in 

D). Selected slices of the FLAIR-axial plane of the brain MRI show Hyper-signal intensity in genu and splenium of the corpus 
callosum as well as bilateral posterior periventricular white matter (E), bilateral temporal lobes (F and G), the optic chiasm 

(red circle in F), bilateral insular cortexes, left basal ganglia and left thalamus (G) and also bilateral centrum semiovale (H). 
Hyper signal intensity is noted in the anatomic location of the left lateral geniculate body (yellow circle in G) and proximal 
portion of the bilateral optic radiations (dashed red lines in G which is more prominent on the left side). Hyper-signal 
regions on the T2-weighted and FLAIR exams are mildly hypo-signal on the axial T1-weighted sequence (I). Mild left uncal 
herniation is seen (yellow arrow in I). Axial T1-weighted sequence with contrast (J), as well as axial and sagittal subtraction 

images (K and L respectively), show no abnormal leptomeningeal or parenchymal contrast enhancement in the brain. (M 

and N) There is no obvious diffusion restriction on the DWI/ADC. No Blooming foci are seen in the SWI (O). No abnormal 
hypo or hyper signal intensity is noted in the filtered phase image (P). So there are no hemorrhagic or calcification foci in 

the mentioned areas. 
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Fig. 3 – OCT and VEP results. (A) OCT shows bilateral increased RNFL thickness accompanied with surface irregularity of this 
layer indicative of bilateral disc swelling. (B) VEP waveforms are absent bilaterally in favor of severe axonal-type lesions 
upon the bilateral optic pathways. 
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Table 1 – Differential diagnoses and their imaging, clinical and laboratory findings. 

Differential 
diagnosis 

MRI MRS MRP Clinical 
presentation 

CSF analysis 
(LP) 

Conventional MRI findings DWI SWI 

Involved areas T1/T2/FLAIR Enhancement 

Gliomatosis 
Cerebri [ 1 ,2 ,38 –46 ] 

Usually, 3 or more 
lobes are involved 
(with poorly 
marginated and 
infiltrative patterns). 
Temporal lobe (79%) > 

frontal lobe (73%) > 

parietal lobe (60%) > 

occipital lobe (34%) 
Bilateral involvement 
of temporal lobes may 
occur. Extension to the 
basal ganglia (48%), 
corpus callosum (49%), 
or infratentorial 
structures (29%) is 
possible. 
Involvement of 
parahippocampal 
gyrus, insular cortex, 
and extra-limbic 
structures are more 
common in GC than in 
LE. 

Iso to hypo signal/ 
high signal/high 
signal. 
Gyral thickening 
and enlargement 
of the affected 
regions are 
present. 
Mass effect is 
more common in 
GC than HSE and 
LE. 

Minimal (16%-56%) 
or no 
enhancement. 
Enhancement 
patterns include: 
focal, multifocal, or 
nodular. 
In GC type II, a 
discrete enhancing 
mass is present 

No restriction. 
Restriction on 
the DWI may be 
seen if GC type 
II with a discrete 
high-grade mass 
is present 

No hemor- 
rhagic foci 
(if the 
tumor is 
low-grade) 

Increased 
choline to 
creatinine 
(Cho:Cr) ratio as 
the most 
sensitive and 
specific measure; 
raised choline to 
N-acetyl 
aspartate 
(Cho:NAA) ratio; 
decreased 
NAA:Cr ratio; a 
significant rise in 
myo-inositol; 2- 
Hydroxyglutarate 
(2-HG) peak in 
IDH-mutant 
patients in 2.25 
ppm with a 
cutoff value of 
1.76 mM; 
It is worth 
mentioning that 
a higher 
Cho:NAA ratio 
does not always 
indicate higher 
grades of tumor 
(like in our case) 

Low or normal 
relative cerebral 
blood volume 
(rCBV) without 
any hyperplasia 
of vessels is seen 
in low-grade 
gliomas. 
Much higher in 
high-grade ones 
with a 
differentiating 
border of 0.63; 
although rCBVt 
(intratumoral) 
Value of 1.7 is 
also mentioned 
to differentiate 
LGG from HGG; 
CBV values 
higher than 2.3 is 
correlated with 
the IDH-wild 
type. 
Mean ± SD for 7 
GC cases: 1.02 ±
0.42 

Seizures (50%), 
headache (36%), 
cognitive decline 
(32%), focal motor 
deficits (32%), 
cerebellar 
symptoms (21%), 
visual disturbance 
and papilledema 
due to raised ICP 
(15%), behavioral 
change (13%), 
psychiatric 
symptoms (8%) 

Nonspecific 
may be normal 
or mild 
pleocytosis, 
increased 
protein level 
and raised 
opening 
pressure may 
be present. 

( continued on next page ) 
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Table 1 ( continued ) 

Differential 
diagnosis 

MRI MRS MRP Clinical 
presentation 

CSF analysis 
(LP) 

Conventional MRI findings DWI SWI 

Involved areas T1/T2/FLAIR Enhancement 

HSV Encephalitis 
[47–53] 

In immunocompetent 
patients, unilateral or 
asymmetrically 
bilateral involvement 
of medial temporal 
lobes, inferolateral 
frontal lobes, insular 
cortexes, and cingulate 
gyrus occurs (with 
sparing of basal 
ganglia). Mammillary 
bodies, hypothalamus, 
and diffuse white 
matter involvement is 
a rare condition but is 
possible. In 
immunocompromised 
patients, extensive 
involvement is 
common, even in the 
brainstem. 

hypo signal/high 
signal/high signal. 
Hemorrhage 
alters the signal 
pattern, 
depending on the 
stage (for 
example, high 
signal on the T1 
weighted 
sequence and low 

signal on T2 
weighted 
sequence in the 
early sub-acute 
phase) 

It may be restricted 
primarily in the 
acute phase (more 
sensitive than T2 
weighted 
sequence), 
facilitated with 
high ADC in 
chronic herpetic 
encephalitis 

It may be 
restricted 
primarily in the 
acute phase 
(more sensitive 
than T2 
weighted 
sequence), 
facilitated with 
high ADC in 
chronic herpetic 
encephalitis 

+ /-Petechial 
Hemor- 
rhagic 
foci 

Decreased 
NAA:Cr ratio and 
increased Cho:Cr 
ratio; 
Significantly 
reduced NAA 

and slightly 
reduced Cr; 
substantially 
raised lactate 
(Lac), increased 
choline levels, 
and normal 
myo-inositol 
level. 
These changes 
are usually 
transient, and 
normalization 
occurs parallel to 
the clinical 
improvement. 

Increased 
cerebral blood 
flow (rCBF) and 
rCBV 

Mean CBF values 
for 17 patients 
were 2.68 ± 0.54 
in the acute, 2.42 
± 0.52 in the 
subacute, and 
0.87 ± 0.30 in the 
chronic stage. 

Mostly 
constitutional, 
including fever 
and headache, but 
sometimes neural 
deficit, seizure, or 
impaired cognition 
occurs. 
Visual disturbance 
is rare in 
encephalitis, 
especially as a first 
sign. 
Rapid progression 
of symptoms 
favors this 
diagnosis. 

High protein 
levels and 
pleocytosis 

Limbic 
(autoimmune) 
Encephalitis 
[ 54–56 ,46 ,57 ] 

The mesial temporal 
lobe and limbic system 

are affected. 
Basal ganglia can be 
involved. 
Bilateral involvement 
of temporal lobes is 
more common in LE 
than in GC or HSE. 

Iso signal/ High 
signal/ High 
signal. 
Maintenance of 
Differentiation 
between the gray 
and white matter 
is in favor of LE 
rather than GC 

Sometimes patchy Usually no 
restriction 
∗LE can show 

transient 
restriction in 
patients with 
seizures due to 
postictal white 
matter changes 

No Hemor- 
rhagic 
foci 

In a 
paraneoplastic- 
type patient, 
elevated choline 
and myo-inositol 
levels with a 
lactate peak and 
a decrease in 
NAA level were 
seen. 

- Either 
para-neoplastic 
(for example, small 
cell lung cancer) or 
non-neoplastic 
with changed 
mental status, 
psychiatric 
problems, seizure, 
and memory 
disturbance. More 
chronic clinical 
courses than HSE. 

Pleocytosis, 
elevated 
protein, and 
the presence of 
the oligoclonal 
band and 
specific 
autoantibodies 

2-HG, 2-Hydroxyglutarate; ADC, Apparent diffusion coefficient; Cho, choline; Cr, creatinine; CSF, cerebrospinal fluid; DWI, Diffusion Weighted Imaging; FLAIR, fluid-attenuated inversion recovery; 
GC, Gliomatosis cerebri; HGG, high grade glioma; HSE, Herpes simplex encephalitis; HSV, Herpes simplex virus; ICP, intracranial pressure; IDH, isocitrate dehydrogenase; Lac, lactate; LE, limbic 
encephalitis; LGG, low grade glioma; LP, lumbar puncture; MRI, magnetic resonance imaging; MRP, Magnetic Resonance Perfusion; MRS, magnetic resonance spectroscopy; NAA, N-acetyl aspartate; 
rCBF, relative cerebral blood flow; rCBV, relative cerebral blood volume; rCBVt relative cerebral blood volume intratumoral; SWI, Susceptibility weighted imaging. 
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Fig. 4 – Brain MRS. (A) MR spectroscopy of the left temporal hyper-signal area shows Choline peak and markedly reduced 

NAA levels. There is a suspicious peak at 2.25 ppm (yellow dashed line), which could be in favor of the 2HG metabolite (seen 

in IDH-mutant gliomas), but postprocessing and advanced MR spectroscopy should be performed to confirm that which was 
not available. (B) There is an inositol peak at 3.5 ppm in the left temporal area. (C) MR spectroscopy of the ipsilateral normal 
brain parenchyma. (D and E) The MRS map (D: Chol/NAA, E: Chol + Cr/ NAA) shows an increased Chol/NAA ratio up to 4.3 
and Chol + Cr/NAA ratio up to 9.29. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

sponding to active demyelination [13–15] . Lack of a previous
history of immunodeficiency along with negative test result
of HIV, absence of a typical pattern of enhancement and
restriction seen in PML as well as the presence of mass effect
and cortical involvement lessens the possibility of PML in
our patient. Moreover, markedly raised choline and lipid,
substantially reduced NAA, and the presence of lactate peak
comprise MRS results of PML, which raised lipid/lactate levels
were not seen in our case [16] . 

Extensive T2/FLAIR hyper signal intensity in the men-
tioned areas and lack of gyral atrophy or ventricular enlarge-
ment diminished AD probability [ 17 ,18 ]. 

SSPE primarily impacts individuals during childhood or
youth who have a history of measles infection preceding the
onset of the disease (which was not present in our case)
[ 19 ,20 ]. The acute phases mainly present as asymmetrical
patches of white matter involvement in the temporoparietal
region, and severe cases may reveal callosal and brainstem
involvement [21] . The possibility of cortical blindness due to
the involvement of optic radiations, lack of restricted diffu-
sion, and contrast enhancement were other similarities be-
tween SSPE and our case, but grey matter involvement and
mass effect were not consistent with the diagnosis of SSPE
[21–23] . Moreover, decreased NAA/Cr, increased Chol/Cr, and
raised lactate and MI levels occur in stage III of SSPE which
the patient is usually in a coma, and cerebral, cerebellar, or
brain stem atrophy has occurred [ 24 ]. 

Other differential diagnoses we considered for an IV
drug user with extensive involvement of white matter
were toxic leukoencephalopathy, lymphomatosis cerebri, HIV
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Fig. 5 – Pathology and IHC results (all images taken with magnification 100X). (A–C) Increased glial cellularity and 

accumulation of tumor cells (around the neurons, known as perineural satellitosis) with oval-shaped astrocytic nuclei and 

variable appearance of tumor cytoplasm and glial fibrillary processes in the brain tissue are seen, suggesting a diffuse 
astrocytoma. There is no obvious evidence of necrosis and microvascular proliferation. Astrocytes stained positively for 
GFAP (D), IDH1(E), ATRX (F), and P53 (G), whereas Ki67 (H) immunostaining reveals around 5% growing tumor cells. The 
results were compatible with a diagnosis of grade II astrocytoma (low-grade). 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

encephalopathy, and primary angiitis of the central nervous
system (PACNS). We ruled out these differential diagnoses
with laboratory results and lack of their specific imaging
findings. 

The prominent clinical feature of our case was bilateral
blindness, which necessitates further investigation. Raised
ICP can lead to bilateral vision loss, papilledema, RNFL thick-
ening in OCT [25] , and latency in VEP waveforms [26] . However,
blindness occurs in longstanding papilledema with optic disc
atrophy [ 27 ,28 ], which was not present in our case. Moreover,
bilateral obliteration of VEP waveforms is not explained by in-
creased ICP alone and usually occurs in bilateral optic nerve
damage, bilateral severe ocular disease, and less commonly in
cases with chiasmatic or extensive bilateral retrochiasmatic
lesions such as gliomas [ 29 ,30 ]. Additionally, the involvement
of the optic nerves or optic tract affects pupillary reflex, unlike
the involvement of the lateral geniculate body (LGB) or optic
radiation (OR) [ 31 ,32 ]. 

According to these data and also T2 hyper signal inten-
sity of optic chiasm and estimated locations of OR/LGB in MRI
( Figs. 2 D, F, and G), infiltration of these regions by glioma cells
constitutes a stronger reason for unpredicted visual loss in the
presented case, although chronic raised ICP may also have a
role. Bilateral anopsia is either due to tumors emerging in the
chiasma or infiltration or mass effect of tumoral tissue on pre-
and postchiasmatic pathways on both sides [ 33 ,34 ], similar to
what probably happened in this case. 

Only 2 cases have been reported of a GC patient presenting
with blindness; the first one was a case with progressive dam-
age to optic chiasma, optic nerves, and septum pellucidum
and was reported in 1996, who was misdiagnosis as multiple
sclerosis based on the imaging findings led to vision deteri-
oration and emerging additional bilateral ocular findings, in-
cluding mydriasis, papilledema, and temporal pallor [35] . The
second case was reported in 2020, A 45-year-old patient pre-
senting with a history of generalized tonic-clonic seizures and
gradual, painless loss of vision in both eyes. The patient re-
ported an inability to perceive light in both eyes, and reac-
tions of his pupils to light were sluggish. With papilledema
and absent foveal reflex, an initial diagnosis of optic neuritis
secondary to demyelinating disorder or nonarteritic ischemic
optic neuropathy was made. A later MRI scan revealed signs of
a diffuse infiltrative glial tumor in favor of GC [36] . A detailed
comparison of these cases is available in supplementary ma-
terial 1. 

Diffusion tensor imaging (DTI) is an MRI modality that
specifically detects white matter fiber distortion or infiltration
[37] . DTI can be used in similar cases for identifying and con-
firming the optic pathway’s involvement. Hence, the inability
to use DTI imaging modality was the main limitation of our
current case report. 

Conclusion 

In this publication, we presented a gliomatosis cerebri (GC)
case with bilateral blindness, a rare disease with a rare com-
plication. Further evaluations with MR spectroscopy, MR per-
fusion imaging, and finally, stereotactic biopsy with immuno-
histochemistry (IHC) staining are necessary in GC cases with
inexplicable imaging and clinical findings. 
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