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PURPOSE: To investigate signal alterations in the thalamic lateral geniculate bodies of blind
patients compatible with transsynaptic degeneration of these nuclei caused by pregeniculate or
postgeniculate interruption of the visual pathway. METHODS: Six patients were selected from a
group of blind children in our care. Four had cerebral palsy caused by periventricular leukomalacia,
one had infantile neuroaxonal dystrophy, and one had Chiari I malformation and hydrocephalus,
which was worsened by bilateral ischemic lesions of the occipital lobes. MR examinations (obtained
at 0.5 T) were reviewed retrospectively by two neuroradiologists, with particular attention to the
visual pathway. RESULTS: Symmetric, focal areas of T2 prolongation were found at the precise
site of the lateral geniculate bodies. CONCLUSION: Anterograde (pregeniculate) and retrograde
(postgeniculate) transsynaptic degeneration of the second neurons of the visual pathway produce
alterations in MR signal.
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Transsynaptic degeneration is the term used
to describe the alteration of neurons caused by
the loss of synaptic input when fibers afferent to
them are damaged: atrophy slowly subsides,
followed by neuronal cell loss and reactive gli-
osis (1). This process has been well docu-
mented in the visual pathway, wherein cells of
the lateral geniculate bodies are known to de-
generate after loss of an eye, and in lesions of
the retina, optic nerve, and optic tract. It is also
known that transsynaptic degeneration may oc-
cur in a retrograde fashion, in which lesions of
the optic radiation or calcarine cortex cause
degeneration of retinal ganglion cells across the
lateral geniculate body (1–4).
Until the advent of magnetic resonance (MR)
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imaging, the lateral geniculate body was diffi-
cult to see radiologically, owing to its size and
position (5). Recently, however, an MR study of
the optic pathways in two blind children with
periventricular leukomalacia has suggested that
the finding of a symmetric signal hyperintensity
in the lateral geniculate body may represent a
secondary degeneration of the neural cell bod-
ies (6).
In this study, we investigated the MR signal

alterations in the lateral geniculate bodies of
blind children with different diseases and with
lesions at different locations in the visual path-
way (ie, pregeniculate and postgeniculate).

Materials and Methods
We retrospectively reviewed the MR images of 20 blind

children who had undergone neuroradiologic examination
for associated clinical problems to search for possible in-
volvement of lateral geniculate bodies. Six MR studies
were selected in which two neuroradiologists indepen-
dently verified the appearance of signal alteration at this
site. The patients were four boys and two girls, ranging in
age from 15 months to 6 years (mean age, 4 years).
Underlying diseases included periventricular leukomalacia
(four patients), Chiari I malformation (one patient), and
neuroaxonal dystrophy (one patient).
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Fig 1. Case 1: Blind patient with spastic
tetraplegia (resulting from periventricular leu-
komalacia) and optic nerve atrophy. Axial
spin-echo T2-weighted (2500/100) MR image
shows signal hyperintensity in both lateral
geniculate bodies (arrows).

Fig 2. Case 3: Blind patient with spastic tetraplegia (resulting from periventricular
leukomalacia) and no ocular lesions. Axial spin-echo T2-weighted, 2500/40 (A) and
2500/100 (B), MR images show a marked reduction in and signal hyperintensity of
periventricular white matter, compensatory enlargement of the trigones, and occipital
atrophy. Arrows indicate signal alteration of the lateral geniculate bodies.
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MR imaging was done with a 0.5 T magnet. Sagittal
5-mm-thick spin-echo images were obtained with param-
eters of 520/20/2 (repetition time/echo time/excitations),
axial and coronal 6-mm-thick spin-echo images were ob-
tained at 2500/40–100/1, and coronal 5-mm-thick T1-
dependent inversion-recovery images were obtained at
1500/30/2. None of the examinations required anesthesia;
four patients were sedated.

According to the World Health Organization’s catego-
ries of sight, the diagnosis of blindness was made in cases
of visual acuity of less than 0.05 (7). Visual acuity was
determined by means of Teller’s Acuity Cards, a behav-
ioral test based on a preferential looking technique, which
is applicable even for young and uncooperative children
(8–10).

All the patients received a complete ocular examina-
tion, after which they were divided into two groups, prege-
niculate and postgeniculate, according to the location of
the lesion. Criteria for inclusion in the pregeniculate (an-
terior visual pathway) group were ocular findings that ex-
plained the severe visual loss, such as marked optic nerve
atrophy or an absent or sluggish light reflex. Inclusion
criteria for the postgeniculate (posterior visual pathway)
group were ophthalmologic findings that were normal or
too mild to explain the visual loss; in these cases, the
visual deficit was called cerebral visual impairment (10).

Results

In all the MR examinations considered, a fo-
cal, symmetric T2 prolongation in the precise
location of the lateral geniculate bodies was de-
tectable. No corresponding signal alteration
was found on T1-dependent images. The focus
of altered signal was always best seen on axial
images, and it was sometimes not recognizable
on coronal images.

Periventricular Leukomalacia

Four patients were born preterm, between 30
and 34 weeks’ gestation (mean, 32 weeks),
with no clinical evidence of major complica-
tions, such as severe asphyxia, hypotension,
cardiorespiratory arrest, or sepsis, and all had
neuroradiologic signs consistent with the diag-
nosis of extensive periventricular leukomalacia
according to criteria established by Flodmark
(11). On MR studies, signal hyperintensity and
reduction in the amount of peritrigonal white
matter where optic radiations run were particu-
larly evident. Cortical atrophy of the calcarine
cortex was observed on all the examinations
(Figs 1 and 2).
One patient (case 1) had bilateral optic nerve

atrophy at the ocular examination. In another
patient (case 3), blindness was due to a severe
retinopathy of prematurity. The other two chil-
dren had no ocular alteration sufficient to ex-



Fig 3. Case 5: Blind patient with
Chiari I malformation, shunted hydro-
cephalus, and no ocular lesions.

A, Sagittal spin-echo T1-weighted
(520/30) MR image shows that the cer-
ebellar tonsil (black arrow) is enlarged
and extends more than 1 cm below the
bottom of the foramen magnum. Infarcts
of the occipital lobes are also evident
(white arrow).

B, Axial spin-echo T2-weighted
(2500/100) MR image shows extensive
ischemic lesions of the occipital lobes
(arrows).
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plain their blindness, and were considered to
have cerebral visual impairment.

Hydrocephalus Associated with Chiari I
Malformation

In one child, the MR examination showed a
Chiari I malformation with an inferior displace-
ment of the cerebellar tonsils to about 1.5 cm
below the bottom of the foramen magnum. A
bilateral infarction of the occipital lobes was
found in the distribution territory of the posterior
cerebral arteries (Fig 3). At the time of the ex-
amination, the patient had a ventriculoperito-
neal shunt, but from birth until the age of 3
months his severe hydrocephalus was not
shunted. MR findings in the optic nerves and
optic chiasm were normal. Clinical examination
revealed no significant ocular lesions.

Neuroaxonal Dystrophy

In one patient, MR imaging showed a severe
cerebellar atrophy, particularly marked in the
vermis, a prominent hyperintensity of the cerebel-
lar cortex on T2-weighted MR images, and dimin-
ished cerebral matter with enlarged lateral ventri-
cles. No occipital atrophy was found (Fig 4).
Ocular examination revealed important alter-
ations bilaterally, including very pale optic disks
and loss of normal pigmentation of the retina.

Discussion

The lateral geniculate body is a caplike struc-
ture located in the posterior aspect of the thal-
amus above the lateral recess of the ambient
cistern. It is the main thalamic visual center,
linking the retina and the striate cortex. How-
ever, the function of lateral geniculate body
cells is not only to relay their visual input but
also to serve as a variable gate, determining
what, when, and how much retinal information
gets passed into the visual cortex. Owing to the
size and vascularization of the lateral geniculate
body, its lesions are rarely isolated. Their clini-
cal correlate seems to be sectoranopia; that is, a
homonymous, horizontally oriented, wedge-
shaped visual defect (12). Lateral geniculate
bodies are considered the classic site of trans-
synaptic degeneration. Pathologic examina-
tions have shown retrograde degeneration of
retinal ganglion cells after unilateral removal of
the striate cortex and anterograde degeneration
after enucleation of one eye, with marked neu-
ronal loss in lateral geniculate body cells in both
cases (4).
Neuroradiologic demonstration of the lateral

geniculate body was difficult before the advent
of MR imaging. In 1990, by a correlative ana-
tomic approach with brain specimens obtained
at autopsy, Horton et al (5) mapped the lateral
geniculate bodies, defining the optimal imaging
technique by which to observe their precise lo-
cation (at the edge of the lateral recess of the
ambient cistern) and MR signal intensity char-
acteristics (they resemble gray matter most
closely, although they contain both neurons and
myelinated fibers). MR imaging evidence of an
isolated lesion of the lateral geniculate body



Fig 4. Case 6: Blind patient with neuroaxonal dystrophy, pallor, and atrophy of both optic disks.
A, Sagittal spin-echo T1-weighted (520/30) MR image shows marked cerebellar atrophy.
B, Coronal spin-echo T2-weighted (2500/100) MR image shows abnormal hyperintensity (arrows) of the cerebellar cortex.
C, Axial spin-echo T2-weighted (2500/100) MR image shows signal alteration of the lateral geniculate bodies (arrows).
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was an alteration in signal intensity seen after
head trauma (13). Another MR study showed
that lesions involving the lateral geniculate body
can cause a wallerian degeneration of ipsilateral
optic radiation, visible as an abnormal signal
along its course (14).
It seemed interesting to us to determine

whether the alterations induced by transsynap-
tic degeneration could be made visible by neu-
roimaging. It is well known that the severity of
this phenomenon is inversely proportional to
the age of the subject at the time of injury (4), so
we thought it would be appropriate to search for
this alteration in blind children with objectively
demonstrated deficits in whom the level of the
lesion was known with certainty.
In all six patients studied, a small, symmetric

area of T2 prolongation was evident at the exact
site of the lateral geniculate bodies. Since nor-
mal signal intensity of these structures is the
same as gray matter, this finding was judged to
be indicative of gliosis, as determined by patho-
logic studies.
Four of our six patients had spastic tetraple-

gia resulting from periventricular leukomalacia.
Barkovich et al (15) effectively described tha-
lamic alterations in children who had perinatal
asphyxia. Nevertheless, we are inclined to think
that in our patients the MR signal alterations
found in the lateral geniculate bodies were at-
tributable to a degeneration of their cells rather
than to a direct thalamic involvement by as-
phyxia, since the clinical history of these chil-
dren did not reflect serious complications, such
as a profound hypotensive event of cardiocircu-
latory arrest. Furthermore, asphyxia generates
lesions in the lateral portions of the thalami, not
just in the location of the lateral geniculate bod-
ies, and these lesions are also found in the me-
dial and posterior portions of the lentiform nu-
clei, presumably because these regions at the
moment of injury are in the same active stage of
the process of myelinization, with the same
higher metabolic requirements, as other por-
tions of the brain.
In two of the four children with periventricular

leukomalacia, severe abnormalities of the ret-
ina, including pale optic disks and optic nerve
atrophy, were revealed by ocular examination.
The signal alteration in these cases was judged
to be attributable to anterograde degeneration.
In the other two children, no significant ocular
lesions were found. It is well known that central
visual impairment is common among patients
with cerebral palsy associated with periven-
tricular leukomalacia (10, 16). This disease
characteristically affects the peritrigonal white
matter, where the optic radiations run; in more
severe cases, the amount of white matter is
reduced sufficiently to cause atrophy of the cal-
carine region (17–19). A strong correlation
between such MR alterations and visual impair-



AJNR: 18, February 1997 GENICULATE BODIES 237
ment in children with periventricular leukoma-
lacia has been demonstrated (6). The MR signal
alterations seen in the lateral geniculate bodies
in our two children with no ocular lesions can be
attributed, therefore, to retrograde transsynap-
tic degeneration.
In the patient with Chiari I malformation, the

occipital lesions were the result of downward
transtentorial herniation of the parahippocam-
pal gyri, with compression of the posterior ce-
rebral arteries against the tentorial incisura dur-
ing an episode of increased intracranial
pressure caused by hydrocephalus (20, 21).
The ischemic lesion of the occipital cortex pro-
voked a retrograde degeneration of the second
neurons of the visual pathways.
The MR findings in the child with the infantile

form of neuroaxonal dystrophy were congruent
with those previously described (22, 23); spe-
cifically, a hyperintensity of the cerebellar cor-
tex associated with extensive astrogliosis and
neuronal loss. A common finding in the late
stage of neuroaxonal dystrophy is blindness re-
sulting from optic atrophy, as was the case of
the patient we observed. We therefore think
that, in this patient, the alterations found at the
level of the lateral geniculate bodies can be
attributed to anterograde degeneration. Another
explanation could be primary degeneration,
such as was found in one study, in which patho-
logic specimens showed multiple necrotic foci
and foam cells in the thalami (22). This hypoth-
esis, however, appears less likely, because it is
difficult to imagine how this type of degenera-
tion could selectively affect only a portion of the
thalamus, such as the lateral geniculate body.
In our study, the altered lateral geniculate

bodies were best seen on axial scans; however,
Horton et al (5) found that both axial and coro-
nal sections provided good views. We think that
these investigators achieved good coronal
views because they scanned 20° from the stan-
dard coronal plane along the orbitomeatal line
(orbitomeatal 1 70°) with 3-mm-thick sections,
which provide the clearest coronal images,
while our retrospective study depended on ex-
aminations obtained with standard scan planes
and 5-mm-thick sections, which are rather in-
adequate parameters for demonstrating ana-
tomic structures of such small dimensions. We
therefore believe that signal alterations of the
lateral geniculate bodies could be shown in a
greater percentage of blind children with the use
of appropriate imaging parameters.
By means of MR imaging, it is possible to see
not only the location and morphology of the
lateral geniculate bodies but also to ascertain
the presence of pathologic changes within
them; in particular, the anterograde and retro-
grade degeneration of their cells. The accuracy
and precision of MR imaging is beginning to
reach the sensitivity level of anatomicopatho-
logic examinations.
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