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The most common visual defect to follow a lesion of the retrochiasmal pathways
is homonymous hemianopia (HH), whereby, in each eye, patients are blind to the
contralesional visual field. From a behavioral perspective, in addition to exhibiting
a severe deficit in their contralesional visual field, hemianopic patients can also
present implicit residual capacities, now usually referred to collectively as blindsight.
It was recently demonstrated that HH patients can also suffer from a subtle deficit
in their ipsilesional visual field, called sightblindness (the reverse case of blindsight).
Furthermore, the nature of the visual deficit in the contralesional and ipsilesional visual
fields, as well as the pattern of functional reorganization in the occipital lobe of HH
patients after stroke, all appear to depend on the lesion side. In addition to their
contralesional and ipsilesional visual deficits, and to their residual capacities, HH patients
can also experience visual hallucinations in their blind field, the physiopathological
mechanisms of which remain poorly understood. Herein we review blindsight in terms of
its better-known aspects as well as its less-studied clinical signs such as sightblindness,
hemispheric specialization and visual hallucinations. We also discuss the implications
of recent experimental findings for rehabilitation of visual field defects in hemianopic
patients.
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HOMONYMOUS HEMIANOPIA: SIGNS AND SYMPTOMS,
ETIOLOGY AND NEURO-ANATOMICAL CORRELATIONS

Lesions that occur between the optic chiasm and the primary visual cortex (V1) can provoke
a type of visual deficit known as a cortical visual impairment. Such deficits translate to visual
field defects or to more complicated visual defects, depending on the location of the lesion.
Clinically, the most common visual field defect to follow a retrochiasmatic lesion is homonymous
hemianopia (HH) (Zihl, 2011). In fact, HH occurs in 30% of patients that have suffered a stroke
(Zhang et al., 2006a). Lesions in the primary visual cortex (V1) lead to loss of conscious access
to most visual information in the contralesional visual field (Holmes, 1918; Weiskrantz et al.,
1974). HH is typically defined as a visual field defect in which vision in the contralesional
half of the visual field has been eliminated but no ocular damage has occurred (Holmes,
1918). It is considered to be both lateral and homonymous because it alters the same visual
field expanse for both eyes. Specifically, it affects the information projected onto both the
temporal hemiretina of the contralesional eye and the nasal hemiretina of the ipsilesional eye.
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Accordingly, a patient with a right occipital lesion will present
with left HH (Figure 1), whereas a patient with a left occipital
lesion will exhibit right HH.

In most cases, the hemianopic defect is congruent: the losses
to the contralesional field of each eye are symmetric to the point
that they can be superimposed (Zihl, 2011). A hemianopia that
affects the vertical meridian (i.e., the entire lateral visual field) is
known as a hemianopia without macular sparing. Contrariwise,
an incomplete hemianopia, whereby the lateral visual field
is partially preserved because the central portion (macula) is
conserved, is known as a hemianopia with macular sparing (Zihl,
2011; Figure 1B). Macular sparing is observed when the vascular
territory of the occipital pole is preserved, the spared zones of
the visual field corresponding to the preserved cortical regions
(Zhang et al., 2006b). In addition, some authors have proposed
that macular sparing stems from the bi-hemispheric cortical
representation of the central field (Brysbaert, 2004).

Homonymous hemianopia can occur before or after the
onset of cortical blindness or can even occur directly after a
unilateral retrochiasmatic lesion. The most common etiology
of HH is stroke (whether ischemic or hemorrhagic). Indeed,
70% of strokes that involve the posterior cerebral arteries lead
to HH (Pambakian and Kennard, 1997). However, HH can
also arise following cerebral anoxia, an occipital lobectomy,
traumatic brain injury or an arteriovenous malformation. HH
can also be observed in the context of various diseases, including

cancer, degenerative disorders such as posterior cortical atrophy
(Benson’s syndrome) (Benson et al., 1988; Delaj et al., 2010; Zihl,
2011), or even progressive multifocal leukoencephalopathy, a
condition that occurs in some HIV-positive patients (Diller and
Thompson, 2007). There has been a report of a transitory case
of HH during the migraine aura of a young patient (Goodwin,
2011); however, this case was highly rare. Very infrequently,
HH can be an early sign of HIV infection (Gharai et al.,
2012) or of epilepsy (status epilepticus amauroticus; Shaw et al.,
2012). Nevertheless, HH is dictated by lesion topography and
extent rather than by lesion type (Tant et al., 2002). In terms
of lesion location, 40% of HH cases involve lesions of the
occipital lobe; 30%, of the parietal lobe; 25%, of the temporal
lobe; and 5%, of the optic tract or of the lateral geniculate
nucleus (Huber, 1992). Regarding lesion side, our group recently
demonstrated that the defects in hemianopic patients, as well as
the cortical reorganization that follow a V1 lesion, can depend
on the hemisphere in which the lesion occurs (Cavézian et al.,
2010; Perez et al., 2013). These results suggest the existence of
hemispheric specialization at the occipital level, which could
influence the adaptive and reorganizational phenomena that
follow visual-cortex lesions and visual field defects (for a
discussion, see Perez et al., 2013 and Cavézian et al., 2015). This
hypothesis that hemispheric specialization exists at the occipital
level will be further discussed below, with regards to the nature of
the ipsilesional deficit after a left vs. right occipital lesion.

FIGURE 1 | Humphrey automated perimetry (SITA FAST 24/2). (A) Left homonymous hemianopia without macular sparing. (B) Left homonymous hemianopia
with macular sparing.
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BEHAVIORAL CONSEQUENCES OF A
UNILATERAL OCCIPITAL LESION

Contralesional Visual Field Defect
Unlike cortically blind patients, HH patients rarely exhibit
anosognosia, specific memory disorder or impaired spatial
orientation. However, they can eventually suffer from subtle
deficits that are not mnemonic deficits per se but rather the
direct consequence of the visual field defect (Papageorgiou et al.,
2007). Indeed, as vision is cardinal for perception, attention,
and memorization, visual field defects can severely impair the
perception, attention, and fixation of new and relevant visual
information (Kerkhoff, 2000). Furthermore, considering that
vision is the most widely used sensory function for daily tasks,
HH is particularly debilitating in terms of patient autonomy (de
Haan et al., 2015). Indeed, many HH patients report difficulties
just walking around, especially outdoors or in unfamiliar
locations (Marigold et al., 2007), where they tend to bump into
people or obstacles that they cannot perceive in their blind visual
field. They also have trouble finding objects in their blind visual
field, which considerably limits their ability to drive. HH patients
also typically complain that they cannot adequately construct a
full scene of their visual environment (Pambakian and Kennard,
1997). Finally, HH patients also have difficulty in reading (Leff
et al., 2000; McDonald et al., 2006), notably in reading whole
words, in knowing when a line of text ends (particularly in cases
of right HH), and in locating the next line of text (particularly
in cases of left HH) (Zihl, 2011). They can also suffer from
hemianopic alexia (McDonald et al., 2006), which Leff et al. (2000)
described as a reading impairment that is associated principally
with right HH and characterized by two features: correct reading
of isolated words, contrasted with an inability to generate the
saccades required for reading a whole text. Interestingly, they
observed that patients with a left medial occipital lesion exhibited
hemianopic alexia, whereas patients whose lesion reached the
fusiform gyrus suffered from pure alexia (McDonald et al., 2006).
Nonetheless, in addition to the deleterious consequences of
contralesional visual field defect on the ensemble of activities
in which vision is crucial, it was recently discovered that HH
patients can also exhibit impairments in their central visual
field and in their ipsilesional visual field (Cavézian et al., 2010;
Bola et al., 2013b). This phenomenon, which has been named
sightblindness (an approximate inversion of the term blindsight;
see below), refers to the existence of visual deficits in the visual
field that is (mistakenly) considered to be unaffected (Bola et al.,
2013a). We describe both blindsight and sightblindness in the
following section.

Implicit Perception in the Blind Visual
Field
Blindsight: Definitions
Over the past four decades, researchers have found that many
HH patients do not suffer from a total of loss of vision in
the contralesional visual field, but rather retain certain implicit
visual capabilities that enable them to unconsciously respond
to stimuli presented in this (supposedly) blind field. These

capacities are collectively known as blindsight (Poppel et al.,
1973; Weiskrantz et al., 1974). Poppel et al. (1973) reported
that patients who had suffered visual field defects after an
occipital lesion were, upon command, able to orient a saccade
toward a light stimulus positioned on their blind visual field,
despite affirming that they were not aware of the stimulus and
suggesting that they had merely responded by chance. Fayel
et al. (2014) recently reproduced this experiment and obtained
similar results (verbal detection reports were at chance level),
thereby confirming that hemianopic patients, in response to
stimuli that they do not consciously perceive, can indeed direct
saccades in their blind visual field. However, in the Fayel study,
saccades varied according to the defect. Compared to responses
in the healthy group, saccades to the contralesional hemifield
exhibited longer latencies and shorter amplitudes, whereas those
to ipsilesional hemifield exhibited longer latencies only. We
address the question of a subtle deficit in the ipsilesional visual
field below.

Perenin and Jeannerod (1975) tested the ability of six
hemianopic patients to distinguish and locate letters or geometric
forms presented in their blind hemifield. The patients were able
to accurately point toward a flash presented in their blind visual
field, despite not consciously detecting the stimulus. Weiskrantz
et al. (1974) described the surprising ability of a left hemianopic
patient (known as D. B.) to process shapes and line orientation in
the contralesional visual field. Blindsight has been defined as the
“visual capacity in a field defect in the absence of acknowledged
awareness” (Weiskrantz, 1986), and has also been named as
residual or implicit visual capacities. The discovery of preserved
visual capacities in hemianopic patients was extremely important,
not only from a theoretical perspective, but also in terms of
clinical practice, as it forced researchers to reconsider HH as a
defect in conscious vision in the visual field contralateral to the
retrochiasmatic lesion, rather than as a total loss of vision in the
blind hemifield.

Over the past few decades, several studies have confirmed the
presence of residual capacities in the blind field of hemianopic
patients. These capacities are typically demonstrated using
psychophysical methods known as forced choice methods,
which usually involve motor responses in humans (Weiskrantz,
1986) or in monkeys (Stoerig and Cowey, 1997; Stoerig
et al., 2002). Forced-choice methodologies have revealed
that hemianopic patients can detect a visual stimulus in
their blind visual field (Fendrich et al., 1992), locate such
stimuli through saccades (Zihl and Von Cramon, 1980), or
by pointing (Perenin and Jeannerod, 1975), detect moving
stimuli (Riddoch, 1917), and distinguish among different objects
(Weiskrantz et al., 1974) or facial expressions (Pegna et al.,
2005). For example, when the hemianopic patient G. Y. was
presented simultaneously with one stimulus in his affected
visual hemifield and one stimulus in his normal hemifield,
he was able to distinguish between them based on attributes
such as color and movement (Ffytche et al., 1996; Morland
et al., 1999). However, although G. Y.’s veridical luminance
matches demonstrate that he had conscious access to luminance
modulations in his blind field, he performed significantly
poorer than normal at luminance discriminations and at
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comparing luminance between the two hemifields (Morland
et al., 1999).

Another way to demonstrate the residual capacities of HH
patients in their blind visual field is to study how a stimulus
presented in that field affects a stimulus presented in their normal
field. Such testing has been done with tasks like filling out forms
(McCarthy et al., 2006). In these experiments, half of the stimulus
shape is shown in the normal hemifield, and then the patient must
guess the complete shape. The results of work in this area suggest
that the blind hemifield remains capable of processing shapes.
This was also reported by Marzi et al. (1986, 2009), using the
Redundant Signal Effect (RSE) paradigm, whereby the reaction
time required to detect two stimuli presented simultaneously in
the two visual fields is compared to that required to detect either
stimulus presented alone in each hemifield. In a first study, Marzi
et al. (1986) tested a group of healthy controls and a group of
20 hemianopic patients with retrochiasmatic lesions, for spatial
summation of pairs of flashes simultaneously presented either to
the same hemifield or to opposite hemifields across the vertical
meridian. For this task, the control subjects exhibited faster
reaction times to a pair of stimuli (either in the same hemifield
or in both hemifields) than to a single stimulus. In contrast, the
hemianopic cohort did not show such inter-field summation, but
like the control group, did exhibit summation within a single
hemifield. However, one hemianopic patient with a unilateral
lesion of the optic radiation exhibited a reliable overall inter-
field summation: they demonstrated an RSE for pairs of visual
stimuli presented across the vertical meridian, despite having
seen only stimuli in the intact hemifield. This finding further
corroborates the idea that the blind hemifield retains some
processing capability. However, in a subsequent study, Marzi
et al. (2009) showed that, when using short or long wavelength
stimuli instead of achromatic stimuli, the RSE disappeared. This
finding suggested that the implicit RSE found in hemianopic
patients could be wavelength-dependent. Tamietto et al. (2010)
described an analogous result in a patient with unilateral V1
loss: although he could not see a gray stimulus presented in his
blind field, it influenced his behavioral and pupillary responses
to stimuli that he consciously perceived in his intact field. In
addition, this effect was accompanied by selective activations
in the superior colliculus and in occipito-temporal extrastriate
areas. However, consistently with the results of Marzi et al.
(2009), when the patient was presented with purple stimuli—
which predominantly draw on S-cones and thus, are invisible
to the superior colliculus—rather than gray stimuli, the effect
vanished and activations in the superior colliculus diminished
significantly. Along these lines, several studies showed that the
reaction time or a saccade to a stimulus presented in the
normal hemifield can be modified by presentation of another
(preceding or simultaneous) stimulus in the blind hemifield
(Rafal et al., 1990; Cowey et al., 1998; Georgy et al., 2016). These
observations have important implications for rehabilitation of
visual defects and some authors have explored the possibility of
training patients in order to strengthen their unconscious visual
perception (Zihl, 1980). Along these lines, our group recently
developed a technique for visual field restoration based on
training and hyperstimulation of blindsight (Chokron et al., 2008;

for a review, see Perez et al., 2014). In a rehabilitation study of
nine HH patients that we trained for detection, localization and
identification of stimuli in the blind visual field, we demonstrated
the feasibility of objective restoration of the contralesional visual
field, and showed that it can be observed by conventional
automated perimetry (Chokron et al., 2008).

Blindsight: Description and Neuroanatomical
Correlates
As mentioned in the previous section, blindsight was initially
defined as visual abilities in the absence of reported visual
awareness (Poppel et al., 1973; Weiskrantz et al., 1974).
However, certain HH patients, despite rather extensive lesions
of V1, demonstrate some residual conscious awareness in their
contralesional visual field. Indeed, although they are unaware
of the stimulus itself, these patients experience residual visual
abilities that correlate to their residual conscious awareness of
stimulus attributes such as the presence and direction of fast
moving and/or high-contrast visual stimuli (Barbur et al., 1993;
Zeki and Ffytche, 1998; Brogaard, 2015). The observation of such
dissociation led Weiskrantz to distinguish between two types of
blindsight in HH patients: Type I, which refers to non-conscious
residual capacities in the blind visual field, and Type II, which
refers to a form of residual awareness that positively correlates
with their residual visual abilities (Weiskrantz, 1998; Weiskrantz
et al., 1998). Type II blindsight, also known as Riddoch syndrome,
was described in soldiers with striate cortex lesions that detected
motion in their scotomatous fields but were otherwise unaware
of visual stimuli or unable to characterize other attributes of such
stimuli (Zeki and Ffytche, 1998; see for review and discussion
Brogaard, 2015).

Christensen et al. (2008) showed that blindsight can be
induced in healthy subjects via transcranial magnetic stimulation
of the visual cortex. Similarly to HH patients after a V1 lesion,
test subjects could not consciously perceive visual stimuli, yet
corrected their reaching movements in response to the stimulus.
In order to better characterize the subjects’ awareness of their
residual capacities following the stimulation by TMS, the authors
developed the Perceptual Awareness Scale (PAS), a four-level
scale for testing visual awareness in blindsight. Thus, the subjects
were asked to evaluate stimuli as either “clear image” (CI; “I
know what was shown.”); “almost clear image” (ACI; “I think I
know what was shown.”); “weak glimpse” (WG; “Something was
there but I don’t know what.”); or “not seen” (NS). This scale
was subsequently used by Overgaard et al. (2008) to characterize
the HH patient G. R. They proposed that G. R.’s ability to
discriminate amongst visual stimuli did not reflect unconscious
vision, but instead, conscious vision that had been degraded. In
fact, the use of such awareness scales could be invaluable for
improving characterization of perception in the contralesional
visual field of HH patients in clinical and experimental settings.
Danckert and Rossetti (2005) proposed a new, three-category
classification for the residual capacities of blindsight, comprising
action blindsight, attention blindsight and agnosopsia. In action-
blindsight, a motor action used to locate a target occurs in the
blind visual field. In contrast, attention-blindsight, which relies
on attentive processing, includes inhibition of return, orienting of
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attention, and detection of motion in the blind field. Accordingly,
a motor action is not required to demonstrate this type. The two
aforementioned types of blindsight appear to be underpinned by
the same retinotectal pathway, which we discuss later on. Finally,
the third category described by Danckert and Rossetti (2005),
agnosopsia, is equivalent to Weiskrantz’s Type I. In fact, the term
agnosopsia had previously been used by Zeki and Ffytche (1998)
to characterize the non-conscious residual capacities of a patient
asked to discriminate among stimuli presented in his blind visual
field.

Interestingly, blindsight is not observed in all hemianopic
patients. Consequently, some authors have suggested that
residual visual capacities might be due to the presence of
“islands” of preserved (and thus, functioning) neurons within
the otherwise damaged visual cortex (Fendrich et al., 2001).
Indeed, some researchers have demonstrated an intimate link
between the visual-field zones in which a patient exhibited
blindsight and the corresponding preserved zones in the striate
cortex. For instance, Fendrich et al. (2001) considered that
blindsight requires a functionally intact portion of the striate
cortex. However, their hypothesis has not been universally
accepted. In fact, it has been contradicted by studies in which
blindsight-like phenomena have been demonstrated in patients
following total loss of V1 (Perenin and Jeannerod, 1978; Georgy
et al., 2016). Moreover, some studies based on functional brain
imaging of hemianopic patients have failed to demonstrate any
residual activity in the striate cortex (Stoerig et al., 1998). Finally,
there has also been a seminal study (Ptito et al., 1996) in
which residual visual capacities were observed in patients that
had suffered damage to V1, but not in patients with damage
to the superior colliculus. The aforementioned results suggest
the existence of a secondary visual pathway responsible for
non-conscious visual processing. From a functional perspective,
this hypothesis stems directly from the fact that hemianopic
patients can perceive the motion of a (not consciously detected)
visual stimulus in their blind field. Indeed, Riddoch (1917)
observed that patients with a V1 lesion were able to detect
moving stimuli but could not detect static ones. This type of
processing could be explained by the existence of a network of
projections from the superior colliculus and the pulvinar toward
the extrastriate areas (Rodman et al., 1989). Such a network
would form a subcortical pathway, the retinotectal pathway
(also known as the extrageniculostriate pathway), which would
be responsible for blindsight. Based on work in monkeys and
in humans (Humphrey and Weiskrantz, 1967), the structures
implicated in blindsight were traced to the dorsal pathway.
Accordingly, this pathway would receive afferent signals from
subcortical structures such as the superior colliculus and the
pulvinar. The fact that some patients can orient a motor
action toward a target placed in their blind visual field despite
not consciously perceiving it corroborates the existence of the
aforementioned retinotectal pathway (Weiskrantz et al., 1974).
Thus, Milner (1995) hypothesized that, in the absence of V1,
the dorsal pathway could continue to function. According to this
hypothesis, residual capacities in the impaired visual field in the
absence of conscious perception would be enabled by a preserved
network of cortical and subcortical areas, rather than by islands

of functional neurons in V1 (Morland et al., 1999; Danckert and
Goodale, 2000).

Recently, Schmid et al. (2010) proposed that the thalamic
lateral geniculate nucleus (LGN) has a causal role in V1-
independent processing of visual information. They tested the
contribution of the LGN to visual functions of macaque monkeys
with chronic V1 lesions, by comparing functional magnetic
resonance imaging (fMRI) and behavioral measures before and
after temporary inactivation of the LGN. Before inactivation,
high-contrast stimuli presented to the lesion-affected visual
field (scotoma) produced significant V1-independent fMRI
activation in certain extrastriate cortical areas (V2, V3, V4,
and V5/middle temporal [MT]), the fundus of the superior
temporal sulcus (FST), and the lateral intraparietal area (LIP),
and the animals correctly located the stimuli in a detection
task. However, following inactivation of the LGN, virtually
all extrastriate responses in the V1-lesioned hemispheres
disappeared, indicating that the residual activation to stimuli
presented in the scotoma had reached the extrastriate cortex
via direct projections from the LGN. Moreover, inactivation of
the LGN abolished the animals’ residual capacity to detect high
contrast stimuli presented to the scotoma region of the visual
field, demonstrating that the LGN might be the critical thalamic
link supporting behavioral performance in blindsight.

Thus, blindsight would be underpinned by the subcortical
pathways that bypass V1 and project directly into secondary
visual areas such as V4 and V5 (for detection of motion),
the thalamus, the brain stem, the hypothalamus, and even
the amygdala (for interpretation of emotions; de Gelder et al.,
1999; Danckert and Rossetti, 2005). For example, in a study of
macaques, Schmid et al. (2013) demonstrated visually driven
V4 neuronal responses in the absence of V1 input, which are
sensitive for stimulus motion. Apart from discussing the role
of V4 in motion processing, the authors proposed that it might
contribute to V1-independent visual functions and may subtend
blindsight. Detailed discussion of the neuroanatomic bases of
blindsight has recently been enabled by brain-imaging data. For
instance, Goebel et al. (2001) reported that the patient G. Y.
exhibited extrastriate activation within his damaged hemisphere
but without concurrent activation of V1. Morland et al. (1999)
consider that recognition of colors and recognition of motion
are handled by V5, without involvement of V1. Other authors
have proposed that the amygdala might serve as a pathway for
blindsight, as they observed use of this area in an emotional-
analysis task performed by a cortically blind patient (Pegna
et al., 2005). de Gelder et al. (1999) demonstrated use of the
ventral pathway through evoked potentials. Thus, an alternative
pathway to V1 would extend directly toward the secondary visual
areas, at the level of the extrastriate cortex, passing through
the superior colliculus and the pulvinar. Studies incorporating
facial classification tasks have also corroborated the existence of
a subcortical network underlying blindsight. Researchers have
reported that faces expressing fear activate the amygdala via
the superior colliculus and the pulvinar (Vuilleumier et al.,
2003). Fearful faces would thus be preferentially processed
based on low spatial frequency content, which would travel
via the subcortical magnocellular pathway. While studying a
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patient that had become cortically blind following a bilateral
occipital lesion, Pegna et al. (2005) found that he retained the
ability to identify emotional facial expressions. Brain imaging
revealed that this capacity involved activation of the right
amygdala. Likewise, using fMRI, Morris et al. (2001) observed
that emotional expressions could be non-consciously processed
in the blind visual field of patients, and would thus activate a
colliculo-thalamo-amygdala (subcortical) visual pathway (spared
from the V1 lesion). More recently, Tamietto and de Gelder
(2010) proposed the concept of “affective blindsight” to describe
preservation of emotional processing in the blind visual field.
According to them, the visual information related to recognition
of emotions would be processed via the superior colliculus and
the amygdala, thereby bypassing V1.

Intriguingly, Bridge et al. (2008) studied an HH patient
(known as G. Y.) and healthy control subjects by diffusion-
weighted imaging and identified the characteristic anatomic
connections of three distinct pathways that could account for
blindsight. The first pathway was observed in both hemispheres
in the control subjects as well as in G. Y., whose left hemisphere
was lesioned and whose right hemisphere was healthy. It bypasses
V1 (Sincich et al., 2004) and links the LGN to the ipsilateral area
of motion detection, V5/MT+. However, in what was perhaps
the most surprising finding of the study, G. Y. also exhibited two
other interhemispheric pathways, which were not observed in the
control subjects. One of these two pathways comprised bundle
of fibers crossing the splenium, which connects the LGN of one
hemisphere to V5/MT+ of the other hemisphere. The other
one linked the V5/MT+ of each hemisphere via a transcallosal
connection. Interestingly, in a recent test of seventeen patients
with V1 damage acquired during adulthood, Ajina et al. (2015a)
found undamaged tracts between the LGN and hMT+ in the
damaged hemisphere in all the patients that exhibited blindsight.
This finding is consistent with their recent observation, in a
separate fMRI study, of motion processing after V1 damage
(Ajina et al., 2015b).

In addition to the aforementioned pathways, additional
evidence to explain blindsight comes from fMRI studies that
have demonstrated activation of extrastriate areas that are capable
of detection, analysis, and recognition in forced-choice tasks
involving non-consciously perceived stimuli in the blind visual
field of hemianopic patients (Goebel et al., 2001). Current
research on the neuroanatomic basis of blindsight is principally
concerned with understanding the links among lesion location,
lesion side, and conscious and non-conscious perception in the
entire visual field in experimental or daily life settings (Cowey,
2010).

LESS-STUDIED CONSEQUENCES OF
UNILATERAL OCCIPITAL LESIONS

Ipsilesional Deficit in Hemianopic
Patients: Sightblindness
Several studies proposed that the ipsilesional visual field (IVF)
might not be completely healthy in hemianopic patients. Indeed,

Hess and Pointer (1989) proposed that spatial and temporal
sensitivities in the IVF of hemianopic patients were lower
than in control subjects. In the same vein, Clatworthy et al.
(2013) showed that hemianopic patients present visual contrast
sensitivity deficits in their IVF. Similarly, Rizzo and Robin
(1996), and Poggel et al. (2011), suggested that hemianopic
patients can exhibit lower sensitivity to signals, compromised
processing of temporal information and longer reaction times in
both hemifields, as compared to control participants. Regarding
visual detection and analysis, Paramei and Sabel (2008) reported
that these patients exhibited diminished abilities to detect
fragmented targets among a noisy background in the IVF,
whereas Schadow et al. (2009) found deficits in the early and
late visual processing of Gestalt patterns in the IVF. More
recently, Bola et al. (2013b) confirmed these findings and
reported processing-speed deficits in a simple detection task in
the IVF. The authors termed this phenomenon sightblindness,
as the reverse situation of blindsight (Bola et al., 2013a): the
former refers to visuo-attentional deficits in the IVF, whereas
the latter refers to residual (although implicit) visual abilities
in the contralesional visual field (CVF) that are highlighted in
forced-choice tasks (e.g., Weiskrantz et al., 1974). Conversely
to the case of blindsight, which has been extensively studied
in hemianopia patients, vision quality in the central visual field
and in the IVF of these patients has scarcely been assessed,
and moreover, it has traditionally been assumed to remain
intact. However, as recently proposed, neither the central visual
field (Cavézian et al., 2010; Perez et al., 2013), nor the IVF
of hemianopic patients (Bola et al., 2013a,b, Clatworthy et al.,
2013; Cavézian et al., 2015) actually appear to be fully intact or
functional. Moreover, as we recently proposed, and as discussed
below, the nature of the task, the type of stimulus and the
side of the occipital lesion might determine the central and
ipsilesional visual deficit in hemianopic patients (Cavézian et al.,
2010, 2015; Perez et al., 2013). These asymmetries confirm and
extend previous findings from visual scene analyses in healthy
subjects.

Effect of Lesion Side on Sightblindness
in Hemianopic Patients
In an fMRI study of the cortical networks underlying execution
of a scene detection task (i.e., “Is there a scene on the
screen?”) and a scene categorization task (i.e., “Is it a scene
of a highway or a city?”) in healthy participants, we observed
specific activation of the right inferior occipital cortex for the
former task, and of the left middle occipital cortex for the
latter task (Perez et al., 2013). These cerebral asymmetries
confirmed previous neuroimaging studies that demonstrated
that processing of global and local information at the occipital
level involves hemispheric specialization (e.g., Fink et al., 1996;
Chokron et al., 2000; Han et al., 2002; Iidaka et al., 2004; Peyrin
et al., 2004; Musel et al., 2013; for a review, see Kauffmann
et al., 2014). For instance, Peyrin et al. (2004) reported task-
dependent hemispheric specialization in an fMRI study of healthy
participants. When the subjects were asked to recognize scenes
in which global forms remained visible but details were canceled
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out by low-pass filtering, the authors observed greater activation
in the right occipital cortex. However, when the subjects had to
recognize scenes in which local information and details remained
visible but global form perception was attenuated by high-
pass filtering, the authors found greater activation in the left
occipital cortex. In line with such hemispheric specialization,
a detection task can preferentially act as a basic visuospatial
task requiring global information processing for which the right
occipital cortex is specialized, whereas a categorization task (e.g.,
between highway and city scenes) can require a more local and
detailed processing for identifying details (e.g., a car on the road)
and thus, preferentially recruit the left occipital cortex.

Over the past 5 years, our group has suggested that the
aforementioned functional lateralization of the occipital cortex
might be important in the visual impairments of hemianopic
patients. For instance, we have demonstrated that lesion side
selectively affects a subject’s reaction time in detection or
categorization tasks involving scenes that were either presented
in their entirety, or were filtered in either the central visual field
(Cavézian et al., 2010) or the ipsilesional visual field (Cavézian
et al., 2015). Consistently with the left occipital specialization
for scene categorization in healthy participants (Perez et al.,
2013), right hemianopic patients (left-side lesion) were impaired
only in the categorization task, especially with high-pass filtered
scenes requiring detailed information processing. The right
occipital lesion induced a higher deficit. Left hemianopic patients
(right-side lesion) were impaired in both tasks (detection and
categorization). We hypothesized that the right occipital lesion
mainly impaired the detection processes, for which the right
occipital cortex is specialized in healthy participants (Perez et al.,
2013), and in turn, altered the processing of categorization.

We subsequently studied hemianopic patients by brain
imaging and found that cortical reorganization for the detection
task and the categorization task appeared to depend on lesion side
(Perez et al., 2013). Among left hemianopic (right-side lesion)
patients, activation of the visual pathways was bilateral, whereas
in the right hemianopic (left-side lesion) patients, activation
was essentially limited to the right side, regardless of the task
instructions. These findings corroborate the idea that side of
the occipital lesion is also influential in cortical reorganization.
Accordingly, the left occipital lesion would lead to recruitment
of the right occipital cortex, to compensate for the impaired
visual processing normally performed by the left occipital lobe
(e.g., categorization and detailed processing). In contrast, the
right occipital lesion would lead to recruitment of a more
extended, bi-hemispheric network, as a way to compensate
for the greater deficits in both tasks. Nevertheless, further
studies are needed to ascertain the extent to which this pattern
of cortical reorganization accounts for the lesion-side-specific
sightblindness.

There is another clinical aspect of hemianopia that has been
relatively underrepresented in literature of the past decade: the
incidence of hallucinations in HH patients, which was mentioned
by the late Oliver Sacks in his recent book “Hallucinations”
(Sacks, 2013). Indeed, in addition to exhibiting residual visual
capacities in their blind visual field, as well as a subtle deficit in the
ipsilesional visual field, hemianopic patients can also experience

visual hallucinations in their contralesional visual field or even in
their entire visual field, as we discuss in the following section.

Visual Hallucinations in HH Patients
Nature and Frequency
Visual hallucinations are typically defined as visual perceptions
that are completely removed from reality (i.e., perceptions
without stimulus; Borruat, 1999). Thus, hallucinations
are distinguished from illusions, which refer to inaccurate
perceptions of real stimuli (Goebel et al., 2001). A hallucination
in which the subject is cognizant of the unreality of their
perception is often referred to as a pseudo-hallucination (Van der
Zwaard and Polak, 2001).

The hallucinations experienced by hemianopic patients can
be simple (e.g., points, lines, geometric shapes) or complex
(e.g., objects, animals, people or animated scenes) and can
involve the entire visual field or just part of it (Panayiotopoulos,
1999). These hallucinations are generally accompanied by
euphoria, excitement or even negative feelings (Mosimann et al.,
2008). Beyond hemianopia, visual hallucinations also occur
in many psychiatric disorders such as psychoses (especially
in schizophrenia and in chronic hallucinatory psychosis), in
neurodegenerative disorders (e.g., Alzheimer’s and disease,
Parkinson’s disease, and Lewy body dementia, in which
hallucinations are frequent), during migraine auras, in certain
cases of encephalitis, in epilepsy, and directly following
consumption of certain substances (e.g., alcohol, narcotics
or medication) in the absence of any neurological damage
(Manford and Andermann, 1998). Intriguingly, complex visual
hallucinations can be experienced by elderly subjects that do
not exhibit any cognitive impairments but that do exhibit pre-
chiasmatic (peripheral) visual impairments, as has been described
for Charles Bonnet syndrome (Menon et al., 2003), which can be
caused by various eye conditions. In most cases, the hallucination
comprises visual perceptions of a “living” nature. They are
especially clear and well-defined, and can be colored. However,
patients with Charles Bonnet syndrome do not exhibit any other
type of hallucination. In Charles Bonnet syndrome, as well as
in hemianopic patients with a unilateral retrochiasmatic lesion,
there is a disconnection between the eye and the visual cortex.

Indeed, in function of their visual field defect, HH patients can
experience visual hallucinations in their blind visual field or in
their entire visual field. These hallucinations vary in frequency
and intensity: They can be instantaneous or enduring, and simple
or complex. However, the origin of these hallucinations remains
poorly understood, although they are thought to depend on
lesion location (Alfaro et al., 2006). Thus, it has been reported
that that the peri-lesional area of the visual cortex can generate
visual hallucinations whose complexity depends on the lesion site
(Kölmel, 1985): simple hallucinations apparently resulted from
activation of the primary cortex, and complex hallucinations,
from activation of the association cortex. Additionally, other
studies have demonstrated that complex visual hallucinations
can be triggered by stimulation of the temporo-occipital or the
parieto-occipital lobe (Rafique et al., 2015).
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Evaluating Visual Hallucinations in Homonymous
Hemianopia Patients
Surprisingly, visual hallucinations in hemianopic patients have
not been systematically researched. This might be partly due to
the lack of a specific questionnaire that could enable practitioners
to gather information by asking patients standardized questions.
Recognizing this need, our group has developed such a
questionnaire for hemianopic patients and more generally,
for patients with cortical visual impairment, which we have
named the Questionnaire for Evaluating Visual Hallucinations in
Homonymous Hemianopia Patients (abbreviated as the “Q3H”
questionnaire; Perez et al., 2014). For a given patient, this
questionnaire enables characterization of their hallucinations
(i.e., type, frequency, etc.), including determining the extent to
which they are aware of the phenomenon; permits monitoring
of their hallucinations over time; and enables correlation of
their hallucination characteristics to their type of cortical visual
impairment1. Importantly, neurology patients who experience
visual hallucinations do not always mention their experiences on
their own. Indeed, they are often reticent to discuss the subject,
for fear of being labeled “crazy.” Thus, a questionnaire such the
Q3H is crucial for ensuring that the issue of hallucinations in
these patients is adequately and sensitively addressed. Although
we designed this questionnaire chiefly to obtain a qualitative
summary of hallucinatory experiences among HH patients, most
of the answers can be scored quantitatively to provide data for
statistical analysis. The English version of the Q3H questionnaire
is shown in Annex 1, followed by a table showing representative
quantitative answers. We hope that this questionnaire can help
clinicians and researchers to address this overlooked aspect
of hemianopia, by enabling them to better characterize these
phenomena and to more clearly correlate hallucinations to their
neuroanatomical and neurophysiological bases.

Physiopathology of Visual Hallucinations
The physiopathology of visual hallucinations is complex and
might involve several mechanisms (Manford and Andermann,
1998). For instance, visual hallucinations can appear following a
drop in blood flow to the occipital cortex (whether involving the
primary cortex or involving reduced activity secondary to hypo-
activity of afferent thalamic nuclei), or following an alteration
in visual function (e.g., retinal macular degeneration). Visual
hallucinations can also be due to dysfunctional synaptic signaling,
as occurs with dopaminergic deficiency at D2 receptors, damage
to the serotonergic system, or dysfunctional calcium membrane
channels. In epilepsy, visual hallucinations can arise due to
excitation of the temporal or parietal visual association cortex.
Regarding HH and cortical blindness, visual hallucinations
appear after a brain lesion (chiefly, occipital or temporal) and
arise mostly in the patient’s blind visual field.

In hemianopic patients, visual hallucinations seem to result
from compensatory hyperactivation of neighboring tissue (Braun
et al., 2003; Rafique et al., 2015). Visual hallucinations can appear

1We recommend that the Q3H questionnaire be completed in conjunction with a
neuropsychologic exam, a neurovisual exam, and a blindsight questionnaire, such
that all clinical signs, symptoms and data can be correlated with the occurrence
and intensity of visual hallucinations.

following excessive cortical compensation in the lateral temporal
cortex, the striatum or the thalamus (Adachi et al., 2000). In fact,
a hallmark of the nervous system is that when a region undergoes
denervation or deafferentation, its cells become more excitable
(Burke, 2002). Thus, a deafferented neuron can only survive
if it receives sufficient input from alternative sources (i.e., via
sprouting of adjacent axons), which in turn will lead to changes
at the synaptic level. Pre-synaptically, these changes comprise
increases in bouton size, in the total number of vesicles, and in the
size of the release zone. While synapses are inactive, numerous
receptors in the membrane of the post-synaptic neuron appear
at its surface, and the post-synaptic membrane will respond
more strongly to applied current. This can partly explain the
greater excitability of the deafferented cortical cells. There are also
major biochemical changes in the adjacent deafferented synapses,
notably, an increase in the glutamatergic NMDA (n-methyl-D-
aspartate) response and a decrease in GABA (γ-aminobutyric
acid)A and GABAB responses. Thus, when considered together,
the aforementioned changes could explain the greater excitability
of deafferented neurons. According to this hypothesis, the
frequency of hallucinations would correlate to the size and/or
volume of the lesion. One factor that could also be determinant
in the incidence, frequency and type of visual hallucinations is
the side (i.e., left or right) of the occipital lesion that has caused
the visual field defect, and/or the visual field (left or right) of
apparition of the hallucinations. We discuss this possibility in the
next section.

Neuroanatomic Correlations of Visual Hallucinations
in HH
Over the past 5 years, our group and others have suggested that
the side of the occipital lesion might be an important factor
in the nature and severity of visual impairments in hemianopic
patients. Similarly, Walters et al. (2006) investigated whether
complex visual hallucinations caused by an occipital lesion might
be linked to the lesion side and to patients’ emotional valence.
In their study, they systematically searched for hallucinations in
left or right brain-damaged patients and recorded the side of the
hallucination, as well as its emotional valence. They then assessed
the associated perceptual deficits, including loss of vision within
a visual field (left or right), loss of vision within a visual quadrant,
allochiria, or extinction upon presentation of concurrent bilateral
stimuli to the left and the right visual field. Of the fifteen patients
experiencing visual hallucinations within the left hemispace, ten
had at least one visual field defect, all of which (10/10; 100%) were
in the left visual field. In other words, among patients with a left
visual field defect (right–side lesion), the hallucinations always
occurred in the blind, contralesional visual field. In addition,
all of the patients had associated negative affective valence to
these events. With a total of ten patients experiencing visual
hallucinations within the right hemispace, only four patients
had demonstrated at least one visual field defect (tested by
confrontation test only). All four of these (100%) were within
the left visual field (right-side lesion), and three of them (75%)
had an associated positive emotional valence. According to this
study, it seems that the emotional valence of the hallucination
depends on the side of its apparition rather than on the lesion
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side. However, all of the patients (100%) with visual field defects
in this study had left visual field defects. No right visual field
defects were detected across confrontational tasks for any of
the patients. Thus, the fact that only patients with right-side
lesions reported visual hallucinations suggests an effect of the
lesion side on the occurrence of hallucinatory phenomena. Thus,
we propose that the side of the occipital lesion determines the
occurrence of visual hallucinations whereas the visual field of
apparition influences the emotional valence, with more frequent
hallucinations in the blind, contralesional visual field than in the
ipsilesional visual field, as reported in the previously cited study
by Walters et al. (2006) Regardless, further studies are necessary
to elucidate the link between the lesion side, the visual field of
apparition and the various parameters of visual hallucinations
(nature, frequency, severity, similarity with mental imagery,
emotional valence, etc.). Interestingly, preliminary results from
one of our group’s current studies using the Q3H questionnaire
suggest that the occurrence and type of visual hallucinations
in hemianopic patients might also depend on the extent of the
lesion.

CONCLUSION AND PERSPECTIVES

The sense of vision cannot be reduced to the mere capacity to
detect a visual stimulus or simply to visual acuity. Research on
the signs and symptoms of HH has revealed that a unilateral
lesion in the visual pathways or in V1 has greater consequences
than just visual field impairment. As described in this review, HH
patients not only have difficulties perceiving information in their
contralesional visual field, they can also present an ipsilesional
visual field subtle deficit as well as experience phenomena such
as hallucinations or residual vision in their blind visual field. The
fact that HH patients can experience non-conscious perceptions,
regardless of whether these correspond to reality, as in blindsight
or hallucinations, poses numerous questions for clinicians and
researchers. Above all, it underscores the paucity of knowledge
on the links between perception and consciousness. Thus, HH
can serve as an ideal pathologic model for the neuroanatomic
bases of consciousness. From a clinical perspective, a better
understanding of the reorganization and adaptation phenomena

associated with specific lesions and their corresponding visual
impairments will be invaluable for diagnosing, evaluating and
treating patients of all ages (Pawletko et al., 2015). Accordingly,
if future studies of visual perception in hemianopic patients
confirm that the side of the retrochiasmatic lesion does indeed
influence the observed visual impairments and the associated
reorganization, then this finding would have major implications
beyond research in hemispheric specialization. Specifically, it
could ultimately enable lesion-side-specific treatment of HH
patients, analogously to the care presently offered to patients
with unilateral spatial neglect. Consistently with this premise,
studies on blindsight and on sightblindness are not only yielding
important theoretical findings, especially as concerns the arena
of perception and consciousness, but are now influencing clinical
practice (Perez and Chokron, 2014). Concretely, we recommend
stimulation of patients’ residual visual capacities and training of
their entire visual field (Chokron et al., 2008; Cavézian et al., 2010;
2015; Perez and Chokron, 2014).

AUTHOR CONTRIBUTIONS

All authors listed, have made substantial, direct and intellectual
contribution to the work, and approved it for publication.

ACKNOWLEDGMENTS

The research from our group that we report in this review
was sponsored by the Edmond and Benjamin de Rothschild
Foundations. We would like to thank Sébastien Allali, Marie-
Laure Larcinèse, Fiora Martinelli, and Ariadna Albajara for
their help in distributing the Q3H Questionnaire to hemianopic
patients.

SUPPLEMENTARY MATERIAL

The Supplementary Material for this article can be found
online at: http://journal.frontiersin.org/article/10.3389/fnsys.
2016.00057

REFERENCES
Adachi, N., Watanabe, T., Matsuda, H., and Onuma, T. (2000). Hyperperfusion

in the lateral temporal cortex, the striatum and the thalamus during complex
visual hallucinations: single photon emission computed tomography findings in
patients with Charles Bonnet syndrome. Psychiatry Clin. Neurosci. 54, 157–162.
doi: 10.1046/j.1440-1819.2000.00652.x

Ajina, S., Kennard, C., Rees, G., and Bridge, H. (2015a). Motion area V5/MT+

response to global motion in the absence of V1 resembles early visual cortex.
Brain 138(Pt 1), 164–178. doi: 10.1093/brain/awu328

Ajina, S., Pestilli, F., Rokem, A., Kennard, C., and Bridge, H. (2015b). Human
blindsight is mediated by an intact geniculo-extrastriate pathway. Elife
4:e08935. doi: 10.7554/eLife.08935

Alfaro, A., Concepcion, L., Merabet, L., and Fernández, E. (2006). An atypical
presentation of visual hallucinatory experiences following prolonged blindness.
Neurocase 124, 212–215. doi: 10.1080/13554790600630262

Barbur, J. L., Watson, J. D., Frackowiak, R. S., and Zeki, S. (1993).
Conscious visual perception without V1. Brain 116(Pt 6), 1293–1302. doi:
10.1093/brain/116.6.1293

Benson, D. F., Davis, R. J., and Snyder, B. D. (1988). Posterior cortical atrophy.
Arch. Neurol. 457, 789–793. doi: 10.1001/archneur.1988.00520310107024

Bola, M., Gall, C., and Sabel, B. A. (2013a). “Sightblind”: perceptual deficits in the
“intact” visual field. Front. Neurol. 4:80. doi: 10.3389/fneur.2013.00080

Bola, M., Gall, C., and Sabel, B. A. (2013b). The second face of blindness: processing
speed deficits in the intact visual field after pre- and post-chiasmatic lesions.
PLoS ONE 8:e63700. doi: 10.1371/journal.pone.0063700

Borruat, F. X. (1999). Visual hallucinations and illusions, symptoms frequently
misdiagnosed by the practitioner. Klin. Monatsbl. Augenheilkd. 214, 324–327.
doi: 10.1055/s-2008-1034805

Braun, C. M., Dumont, M., Duval, J., Hamel-Hébert, I., and Godbout, L. (2003).
Brain modules of hallucination: an analysis of multiple patients with brain
lesions. J. Psychiatry Neurosci. 28, 432–449.

Frontiers in Systems Neuroscience | www.frontiersin.org 9 June 2016 | Volume 10 | Article 57

http://journal.frontiersin.org/article/10.3389/fnsys.2016.00057
http://journal.frontiersin.org/article/10.3389/fnsys.2016.00057
http://www.frontiersin.org/Systems_Neuroscience/
http://www.frontiersin.org/
http://www.frontiersin.org/Systems_Neuroscience/archive


fnsys-10-00057 June 25, 2016 Time: 12:42 # 10

Chokron et al. Reorganization in Homonymous Hemianopia

Bridge, H., Thomas, O., Jbabdi, S., and Cowey, A. (2008). Changes in connectivity
after visual cortical brain damage underlie altered visual function. Brain 131,
1433–1444. doi: 10.1093/brain/awn063

Brogaard, B. (2015). Type 2 blindsight and the nature of visual experience.
Conscious. Cogn. 32, 92–103. doi: 10.1016/j.concog.2014.09.017

Brysbaert, M. (2004). The importance of interhemispheric transfer for foveal
vision: a factor that has been overlooked in theories of visual word recognition
and object perception. Brain Lang. 883, 259–267. doi: 10.1016/S0093-
934X(03)00279-7

Burke, W. (2002). The neural basis of Charles Bonnet hallucinations: a hypothesis.
J. Neurol. Neurosurg. Psychiatry 73, 535–541. doi: 10.1136/jnnp.73.5.535

Cavézian, C., Gaudry, I., Perez, C., Coubard, O., Doucet, G., Peyrin, C., et al. (2010).
Specific impairments in visual processing following lesion side in hemianopic
patients. Cortex 46, 1123–1131. doi: 10.1016/j.cortex.2009.08.013

Cavézian, C., Perez, C., Peyrin, C., Gaudry, I., Obadia, M., Gout, O., et al. (2015).
Is there an ipsilesional deficit in hemianopia? The question of sightblindness in
the ‘intact’ visual field. Cortex 69, 166–174. doi: 10.1016/j.cortex.2015.05.010

Chokron, S., Brickman, A. M., Wei, T., and Buchsbaum, M. S. (2000). Hemispheric
asymmetry for selective attention. Brain Res. Cogn. Brain Res. 9, 85–90. doi:
10.1016/S0006-8993(99)02169-1

Chokron, S., Perez, C., Obadia, M., Gaudry, I., Laloum, L., and Gout, O. (2008).
From blindsight to sight: cognitive rehabilitation of visual field defects. Restor.
Neurol. Neurosci. 26, 305–320.

Christensen, M. S., Kristiansen, L., Rowe, J. B., and Nielsen, J. B. (2008).
Action-blindsight in healthy subjects after transcranial magnetic stimulation.
Proc. Natl. Acad. Sci. U.S.A. 105, 1353–1357. doi: 10.1073/pnas.07058
58105

Clatworthy, P. L., Warburton, E. A., Tolhurst, D. J., and Baron, J. C. (2013). Visual
contrast sensitivity deficits in ‘normal’ visual field of patients with homonymous
visual field defects due to stroke: a pilot study. Cerebrovasc. Dis. 36, 329–335.
doi: 10.1159/000354810

Cowey, A. (2010). The blindsight saga. Exp. Brain Res. 200, 3–24. doi:
10.1007/s00221-009-1914-2

Cowey, A., Stoerig, P., and Le Mare, C. (1998). Effects of unseen stimuli on reaction
times to seen stimuli in monkeys with blindsight. Conscious. Cogn. 7, 312–323.
doi: 10.1006/ccog.1998.0359

Danckert, J., and Goodale, M. A. (2000). A conscious route to unconscious vision.
Curr. Biol. 102, R64–R67. doi: 10.1016/S0960-9822(00)00284-0

Danckert, J., and Rossetti, Y. (2005). Blindsight in action: what can the
different sub-types of blindsight tell us about the control of visually guided
actions? Neurosci. Biobehav. Rev. 29, 1035–1046. doi: 10.1016/j.neubiorev.2005.
02.001

de Gelder, B., Vroomen, J., Pourtois, G., and Weiskrantz, L. (1999). Non-conscious
recognition of affect in the absence of striate cortex. Neuroreport 1018, 3759–
3763. doi: 10.1097/00001756-199912160-00007

de Haan, G. A., Heutink, J., Melis-Dankers, B. J., Brouwer, W. H., and
Tucha, O. (2015). Difficulties in daily life reported by patients with
homonymous visual field defects. J. Neuroophthalmol. 35, 259–264. doi:
10.1097/WNO.0000000000000244

Delaj, L., D’Alessandro, R., Stracciari, A., Fonti, C., Cretella, L., and Lodi, R.
(2010). Long-lasting hemianopia due to PCA. J. Neurol. 2579, 1562–1564. doi:
10.1007/s00415-010-5540-5

Diller, R., and Thompson, K. (2007). Visual loss secondary to acquired
immunodeficiency virus-related progressive multifocal leukoencephalopathy
demonstrating clinical improvement with highly active antiretroviral therapy.
Optometry 782, 63–70. doi: 10.1016/j.optm.2006.10.014

Fayel, A., Chokron, S., Cavézian, C., Vergilino-Perez, D., Lemoine, C., and Doré-
Mazars, K. (2014). Characteristics of contralesional and ipsilesional saccades in
hemianopic patients. Exp. Brain Res. 232, 903–917. doi: 10.1007/s00221-013-
3803-y

Fendrich, R., Wessinger, C. M., and Gazzaniga, M. S. (1992). Residual
vision in a scotoma: implications for blindsight. Science 258:1489. doi:
10.1126/science.1439839

Fendrich, R., Wessinger, C. M., and Gazzaniga, M. S. (2001). Speculations on
the neural basis of islands of blindsight. Prog. Brain Res. 134, 353–366. doi:
10.1016/S0079-6123(01)34023-2

Ffytche, D. H., Guy, C. N., and Zeki, S. (1996). Motion specific responses from a
blind hemifield. Brain 119, 1971–1982. doi: 10.1093/brain/119.6.1971

Fink, G. R., Halligan, P. W., Marshall, J. C., Frith, C. D., Frackowiak, R. S., and
Dolan, R. J. (1996). Where in the brain does visual attention select the forest
and the trees? Nature 382, 626–628. doi: 10.1038/382626a0

Georgy, L., Celeghin, A., Marzi, C. A., Tamietto, M., and Ptito, A.
(2016). The superior colliculus is sensitive to gestalt-like stimulus
configuration in hemispherectomy patients. Cortex 81, 151–161. doi:
10.1016/j.cortex.2016.04.018

Gharai, S., Venkatesh, P., Sinha, A., Garg, S., and Ghosh, P. (2012). Isolated
homonymous hemianopsia due to presumptive cerebral tubercular abscess as
the initial manifestation of human immunodeficiency virus infection. Indian J.
Ophthalmol. 604, 321–324. doi: 10.4103/0301-4738.98719

Goebel, R., Muckli, L., Zanella, F. E., Singer, W., and Stoerig, P. (2001). Sustained
extrastriate cortical activation without visual awareness revealed by fMRI
studies of hemianopic patents. Vis. Res. 41, 1459–1474. doi: 10.1016/S0042-
6989(01)00069-4

Goodwin, D. (2011). Transient complete homonymous hemianopia associated
with migraine. Optometry 825, 298–305. doi: 10.1016/j.optm.2010.12.012

Han, S., Weaver, J. A., Murray, S. O., Kang, X., Yund, E. W., and Woods,
D. L. (2002). Hemispheric asymmetry in global/local processing: effects of
stimulus position and spatial frequency. Neuroimage 17, 1290–1299. doi:
10.1006/nimg.2002.1255

Hess, R. F., and Pointer, J. S. (1989). Spatial and temporal contrast sensitivity in
hemianopia. A comparative study of the sighted and blind hemifields. Brain.
112(Pt 4), 871–894. doi: 10.1093/brain/112.4.871

Holmes, G. (1918). Disturbances of vision by cerebral lesions. Br. J. Ophthalmol. 7,
353–384. doi: 10.1136/bjo.2.7.353

Huber, A. (1992). Homonymous hemianopia.Neuroophtalmology 12, 351–366. doi:
10.3109/01658109209036989

Humphrey, N. K., and Weiskrantz, L. (1967). Vision in monkeys after removal of
the striate cortex. Nature 215, 595–596. doi: 10.1038/215595a0

Iidaka, T., Yamashita, K., Kashikura, K., and Yonekura, Y. (2004). Spatial frequency
of visual image modulates neural responses in the temporo-occipital lobe. An
investigation with event-related fMRI. Brain Res. Cogn. Brain Res. 18, 196–204.
doi: 10.1016/j.cogbrainres.2003.10.005

Kauffmann, L., Ramanoël, S., and Peyrin, C. (2014). The neural bases of spatial
frequency processing during scene perception. Front. Integr. Neurosci. 8:37. doi:
10.3389/fnint.2014.00037

Kerkhoff, G. (2000). Neurovisual rehabilitation: recent developments and
future directions. J. Neurol. Neurosurg. Psychiatry 68, 691–706. doi:
10.1136/jnnp.68.6.691

Kölmel, H. W. (1985). Complex visual hallucinations in the hemianopic field.
J. Neurol. Neurosurg. Psychiatry 48, 29–38. doi: 10.1136/jnnp.48.1.29

Leff, A. P., Scott, S. K., Crewes, H., Hodgson, T. L., Cowey, A., Howard, D., et al.
(2000). Impaired reading in patients with right hemianopia. Ann. Neurol. 472,
171–178. doi: 10.1002/1531-8249(200002)47:2<171::AID-ANA6>3.0.CO;2-P

Manford, M., and Andermann, F. (1998). Complex visual hallucinations.
Clinical and neurobiological insights. Brain 121, 1819–1840. doi:
10.1093/brain/121.10.1819

Marigold, D. S., Weerdesteyn, V., Patla, A. E., and Duysens, J. (2007). Keep
looking ahead? Re-direction of visual fixation does not always occur during an
unpredictable obstacle avoidance task. Exp. Brain Res. 1761, 32–42.

Marzi, C. A., Mancini, F., Metitieri, T., and Savazzi, S. (2009). Blindsight
following visual cortex deafferentation disappears with purple and
red stimuli: a case study. Neuropsychologia 475, 1382–1385. doi:
10.1016/j.neuropsychologia.2009.01.023

Marzi, C. A., Tassinari, G., Aglioti, S., and Lutzemberger, L. (1986). Spatial
summation across the vertical meridian in hemianopics: a test of blindsight.
Neuropsychologia 24, 749–758. doi: 10.1016/0028-3932(86)90074-6

McCarthy, R. A., James-Galton, M., and Plant, G. T. (2006). Form completion
across a hemianopic boundary: behindsight? Neuropsychologia 448, 1269–1281.
doi: 10.1016/j.neuropsychologia.2006.01.036

McDonald, S. A., Spitsyna, G., Shillcock, R. C., Wise, R. J., and Leff,
A. P. (2006). Patients with hemianopic alexia adopt an inefficient eye
movement strategy when reading text. Brain 129, 158–167. doi: 10.1093/brain/
awh678

Menon, G. J., Rahman, I., Menon, S. J., and Dutton, G. N. (2003). Complex visual
hallucinations in the visually impaired: the Charles Bonnet syndrome. Surv.
Ophthalmol. 48, 58–72. doi: 10.1016/S0039-6257(02)00414-9

Frontiers in Systems Neuroscience | www.frontiersin.org 10 June 2016 | Volume 10 | Article 57

http://www.frontiersin.org/Systems_Neuroscience/
http://www.frontiersin.org/
http://www.frontiersin.org/Systems_Neuroscience/archive


fnsys-10-00057 June 25, 2016 Time: 12:42 # 11

Chokron et al. Reorganization in Homonymous Hemianopia

Milner, A. D. (1995). Cerebral correlates of visual awarness. Neuropsychologia 33,
1117–1130. doi: 10.1016/0028-3932(95)00052-5

Morland, A. B., Jones, S. R., Finlay, A. L., Deyzac, E., Lê, S., and Kemp, S. (1999).
Visual perception of motion, luminance and colour in a human hemianope.
Brain 122, 1183–1198. doi: 10.1093/brain/122.6.1183

Morris, J. S., DeGelder, B., Weiskrantz, L., and Dolan, R. J. (2001). Differential
extrageniculostriate and amygdala responses to presentation of emotional
faces in a cortically blind field. Brain 124, 1241–1252. doi: 10.1093/brain/124.
6.1241

Mosimann, U. P., Collerton, D., Dudley, R., Meyer, T. D., Graham, G., Dean, J. L.,
et al. (2008). A semi-structured interview to assess visual hallucinations in older
people. Int. J. Geriatr. Psychiatry 7, 712–718. doi: 10.1002/gps.1965

Musel, B., Bordier, C., Dojat, M., Pichat, C., Chokron, S., Le Bas, J. F., et al.
(2013). Retinotopic and lateralized processing of spatial frequencies in human
visual cortex during scene categorization. J. Cogn. Neurosci. 25, 1315–1331. doi:
10.1162/jocn_a_00397

Overgaard, M., Fehl, K., Mouridsen, K., Bergholt, B., and Cleeremans, A. (2008).
Seeing without seeing? degraded conscious vision in a blindsight patient. PLoS
ONE 3:e3028. doi: 10.1371/journal.pone.0003028

Pambakian, A. L. M., and Kennard, C. (1997). Can visual function can be restored
in patients with homonymous hemianopia ? Br. J. Ophtalmol. 81, 324–328. doi:
10.1136/bjo.81.4.324

Panayiotopoulos, C. P. (1999). Elementary visual hallucinations, blindness, and
headache in idiopathic occipital epilepsy: differentiation from migraine.
J. Neurol. Neurosurg. Psychiatry 66, 536–540. doi: 10.1136/jnnp.66.
4.536

Papageorgiou, E., Hardiess, G., Schaeffel, F., Wiethoelter, H., Karnath, H. O.,
Mallot, H., et al. (2007). Assessment of vision-related quality of life in patients
with homonymous visual field defects.Graefes Arch. Clin. Exp. Ophthalmol. 245,
1749–1758.

Paramei, G. V., and Sabel, B. A. (2008). Contour-integration deficits on the intact
side of the visual field in hemianopia patients. Behav. Brain Res. 188, 109–124.
doi: 10.1016/j.bbr.2007.10.025

Pawletko, T., Chokron, S., and Dutton, G. (2015). “Considerations in behavioral
diagnoses of CVI: issues, cautions, and potential outcomes,” in Impairment of
Vision due to Disorders of the Visual Brain in Childhood: A Practical Approach,
eds A. H. Lueck and G. N. Dutton (New York, NY: American Foundation for
the Blind).

Pegna, A. J., Khateb, A., Lazeyras, F., and Seghier, M. L. (2005). Discriminating
emotional faces without primary visual cortices involves the right amygdala.
Nat. Neurosci. 81, 24–25. doi: 10.1038/nn1364

Perenin, M. T., and Jeannerod, M. (1975). Residual vision in cortically blind
hemifields. Neuropsychologia 13, 1–7. doi: 10.1016/0028-3932(75)90041-X

Perenin, M. T., and Jeannerod, M. (1978). Visual function within the hemianopic
field following early cerebral hemidecortication in man–I. Spatial localization.
Neuropsychologia 161, 1–13. doi: 10.1016/0028-3932(78)90037-4

Perez, C., and Chokron, S. (2014). Rehabilitation of homonymous
hemianopia: insight into blindsight. Front. Integr. Neurosci. 8:82. doi:
10.3389/fnint.2014.00082

Perez, C., Gillet-Ben Nejma, I., Allali, S., Boudjadja, M., Caetta, F., Gout, O.,
et al. (2014). Hémianopsie latérale homonyme: amputation du champ visuel,
perception implicite et Hallucinations visuelles. Revue Neuropsychol. Neurosci.
Cogn. Clin. 6, 238–255.

Perez, C., Peyrin, C., Cavézian, C., Coubard, O., Caetta, F., Raz, N., et al.
(2013). An fMRI investigation of the cortical network underlying detection and
categorization abilities in hemianopic patients. Brain Topogr. 26, 264–277. doi:
10.1007/s10548-012-0244-z

Peyrin, C., Baciu, M., Segebarth, C., and Marendaz, C. (2004). Cerebral regions
and hemispheric specialization for processing spatial frequencies during natural
scene recognition. an event-related fmri study. Neuroimage 23, 697–706. doi:
10.1016/j.neuroimage.2004.06.020

Poggel, D. A., Treutwein, B., and Strasburger, H. (2011). Time will tell: deficits of
temporal information processing in patients with visual field loss. Brain Res.
1368, 196–207. doi: 10.1016/j.brainres.2010.10.065

Poppel, E., Held, R., and Frost, D. (1973). Leter: residual visual function after brain
wounds involving the central visual pathways in man. Nature 243, 295–296. doi:
10.1038/243295a0

Ptito, M., Herbin, M., Boire, D., and Ptito, A. (1996). Neural basis of residual
vision in hemicorticectomized monkeys. Prog. Brain Res. 112, 385–404. doi:
10.1016/S0079-6123(08)63344-0

Rafal, R., Smith, J., Krantz, J., Cohen, A., and Brennan, C. W. (1990).
Extrageniculate vision in hemianopic humans: saccade inhibition by
signals in the blind field. Science 250, 118–121. doi: 10.1126/science.22
18503

Rafique, S., Richards, J., and Steeves, J. (2015). Suppression of unformed visual
hallucinations in homonymous hemianopia from occipital stroke using TMS.
J. Vis. 15, 1037. doi: 10.1167/15.12.1037

Riddoch, G. (1917). On the relative perceptions of movement and a stationary
object in certain visual disturbances due to occipital injuries. Proc. R. Soc. Med.
10, 13–34.

Rizzo, M., and Robin, D. A. (1996). Bilateral effects of unilateral visual cortex
lesions in human. Brain 119, 951–963. doi: 10.1093/brain/119.3.951

Rodman, H. R., Gross, C. G., and Albright, T. D. (1989). Afferent basis of visual
response properties in area MT of the macaque. I. Effects of striate cortex
removal. J. Neurosci. 96, 2033–2050.

Sacks, O. (2013). Hallucinations. New York, NY: Vintage Books.
Schadow, J., Dettler, N., Paramei, G. V., Lenz, D., Fründ, I., Sabel, B. A., et al. (2009).

Impairments of gestalt perception in the intact hemifield of hemianopic patients
are reflected in gamma-based EEG activity. Neuropsychologia 47, 556–568. doi:
10.1016/j.neuropsychologia.2008.10.012

Schmid, M. C., Mrowka, S. W., Turchi, J., Saunders, R., Wilke, M., Peters, A. J.,
et al. (2010). Blindsight depends on the lateral geniculate nucleus. Nature 466,
373–377. doi: 10.1038/nature09179

Schmid, M. C., Schmiedt, J. T., Peters, A. J., Saunders, R. C., Maier, A.,
and Leopold, D. A. (2013). Motion-sensitive responses in visual area V4
in the absence of primary visual cortex. J. Neurosci. 33, 18740–18745. doi:
10.1523/JNEUROSCI.3923-13.2013

Shaw, S., Kim, P., and Millett, D. (2012). Status epilepticus amauroticus revisited:
Ictal and Peri-ictal homonymous hemianopsia. Arch. Neurol. 69, 1–4. doi:
10.1001/archneurol.2012.317

Sincich, L. C., Park, K. F., Wohlgemuth, M. J., and Horton, J. C. (2004). Bypassing
V1: a direct geniculate input to area MT. Nat. Neurosci. 710, 1123–1128. doi:
10.1038/nn1318

Stoerig, P., and Cowey, A. (1997). Blindsight in man and monkey. Brain 120,
535–559. doi: 10.1093/brain/120.3.535

Stoerig, P., Kleinschmidt, A., and Frahm, J. (1998). No visual responses in
denervated V1: high-resolution functional magnetic resonance imaging of a
blindsight patient. Neuroreport 9, 21–25. doi: 10.1097/00001756-199801050-
00005

Stoerig, P., Zontanou, A., and Cowey, A. (2002). Aware or unaware: assessment of
cortical blindness in four men and a monkey. Cereb. Cortex 126, 565–574. doi:
10.1093/cercor/12.6.565

Tamietto, M., Cauda, F., Corazzini, L. L., Savazzi, S., Marzi, C. A., Goebel, R., et al.
(2010). Collicular vision guides nonconscious behavior. J. Cogn. Neurosci. 22,
888–902. doi: 10.1162/jocn.2009.21225

Tamietto, M., and de Gelder, B. (2010). Neural bases of the non-conscious
perception of emotional signals. Nat. Rev. Neurosci. 11, 697–709. doi:
10.1038/nrn2889

Tant, M. L., Cornelissen, F. W., Kooijman, A. C., and Brouwer, W. H. (2002).
Hemianopic visual field defects elicit hemianopic scanning. Vis. Res. 42, 1339–
1348. doi: 10.1016/S0042-6989(02)00044-5

Van der Zwaard, R., and Polak, M. (2001). Pseudohallucinations: a pseudoconcept?
A review of the validity of the concept, related to associate symptomatology.
Compr. Psychiatry 42, 42–50. doi: 10.1053/comp.2001.19752

Vuilleumier, P., Armony, J. L., Driver, J., and Dolan, R. J. (2003). Distinct spatial
frequency sensitivities for processing faces and emotional expressions. Nat.
Neurosci. 66, 624–631. doi: 10.1038/nn1057

Walters, R. P., Harrison, D. W., Williamson, J., and Foster, P. (2006). Lateralized
visual hallucinations: an analysis of affective valence. Appl. Neuropsychol. 13,
160–165. doi: 10.1207/s15324826an1303_3

Weiskrantz, L. (1986). Blindsight: A Case Study and Implications. Oxford: Oxford
University Pres.

Weiskrantz, L. (1998). Pupillary responses with and without awareness in
blindsight. Conscious. Cogn. 7, 324–326. doi: 10.1006/ccog.1998.0360

Frontiers in Systems Neuroscience | www.frontiersin.org 11 June 2016 | Volume 10 | Article 57

http://www.frontiersin.org/Systems_Neuroscience/
http://www.frontiersin.org/
http://www.frontiersin.org/Systems_Neuroscience/archive


fnsys-10-00057 June 25, 2016 Time: 12:42 # 12

Chokron et al. Reorganization in Homonymous Hemianopia

Weiskrantz, L., Cowey, A., and Le Mare, C. (1998). Learning from the pupil: a
spatial visual channel in the absence of V1 in monkey and human. Brain 121(Pt
6), 1065–1072. doi: 10.1093/brain/121.6.1065

Weiskrantz, L., Warrington, E. K., Sanders, M. D., and Marshall, J. (1974). Visual
capacity in the hemianopic field following a restricted occipital ablation. Brain
97, 709–728. doi: 10.1093/brain/97.1.709

Zeki, S., and Ffytche, D. H. (1998). The Riddoch syndrome: insight into the
neurobiology of conscious vision. Brain 121, 25–45. doi: 10.1093/brain/121.1.25

Zhang, X., Kedar, S., Lynn, M. J., Newman, N. J., and Biousse, V. (2006a).
Homonymous hemianopia: clinical-anatomic correlations in 904 cases.
Neurology 66, 906–910. doi: 10.1212/01.wnl.0000203913.12088.93

Zhang, X., Kedar, S., Lynn, M. J., Newman, N. J., and Biousse, V. (2006b).
Natural history of homonymous hemianopia. Neurology 66, 901–905. doi:
10.1212/01.wnl.0000203338.54323.22

Zihl, J. (1980). “Blindsight” improvement of visually guided eye movements by
systematic practice in patients with cerebral blindness. Neuropsychologia 18,
71–77. doi: 10.1016/0028-3932(80)90085-8

Zihl, J. (2011). Rehabilitation of Visual Disorders after Brain Injury, 2nd Edn. Hove:
Psychology Press.

Zihl, J., and Von Cramon, D. (1980). Registration of light stimuli in the cortically
blind hemifield and its effect on localization. Behav. Brain Res. 1, 287–298. doi:
10.1016/0166-4328(80)90022-4

Conflict of Interest Statement: The authors declare that the research was
conducted in the absence of any commercial or financial relationships that could
be construed as a potential conflict of interest.

Copyright © 2016 Chokron, Perez and Peyrin. This is an open-access article
distributed under the terms of the Creative Commons Attribution License (CC BY).
The use, distribution or reproduction in other forums is permitted, provided
the original author(s) or licensor are credited and that the original publication
in this journal is cited, in accordance with accepted academic practice. No
use, distribution or reproduction is permitted which does not comply with these
terms.

Frontiers in Systems Neuroscience | www.frontiersin.org 12 June 2016 | Volume 10 | Article 57

http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/
http://www.frontiersin.org/Systems_Neuroscience/
http://www.frontiersin.org/
http://www.frontiersin.org/Systems_Neuroscience/archive

	Behavioral Consequences and Cortical Reorganization in Homonymous Hemianopia
	Homonymous Hemianopia: Signs And Symptoms, Etiology And Neuro-Anatomical Correlations
	Behavioral Consequences Of A Unilateral Occipital Lesion
	Contralesional Visual Field Defect
	Implicit Perception in the Blind Visual Field
	Blindsight: Definitions
	Blindsight: Description and Neuroanatomical Correlates


	Less-Studied Consequences Of Unilateral Occipital Lesions
	Ipsilesional Deficit in Hemianopic Patients: Sightblindness
	Effect of Lesion Side on Sightblindness in Hemianopic Patients
	Visual Hallucinations in HH Patients
	Nature and Frequency
	Evaluating Visual Hallucinations in Homonymous Hemianopia Patients
	Physiopathology of Visual Hallucinations
	Neuroanatomic Correlations of Visual Hallucinations in HH


	Conclusion And Perspectives
	Author Contributions
	Acknowledgments
	Supplementary Material
	References


