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Definition
Cortical visual impairment in childhood is a kind of visual damage congenitally sustained by children.

1. Introduction
A principal reason for visual dysfunction in childhood in developed countries is CVI

[1][2][3].

This has

occurred as technology development has led to better visual treatment for other conditions such as
congenital glaucoma, retinopathy of prematurity, and congenital cataracts as well as the increased
survival of infants with central nervous system damage or disease.
The incidence of CVI has increased, with it now being a highly signiﬁcant public health concern.
Approximately 30–40% of children with visual impairments have CVI. The National Institutes of Health
website cites a CVI prevalence of 10.5% of all children with developmental disabilities

[4].

Generally, the

prevalence of visual impairment in children under 16 years ranges between 10–22 per 10,000 births in
developed countries and 40 per 10,000 births in developing countries

[5][6].

In children with cerebral palsy, approximately two-thirds also demonstrate impaired visual acuity and/or
ﬁeld defects indicative of CVI
demonstrated CVI

[6][7],

[6].

In an African study, 47.7 percent of cerebral palsied children also

and in India, reports of 28 percent have been described [6][8].

An infant or child is said to’ have CVI if (a) the loss of functional vision cannot be explained completely by
an eye examination; (b) has a history of neurological dysfunction even with brain imaging studies appear
to be normal; (c) demonstrates an array of visual or behavioral features identiﬁed in medical,
psychological, or educational research

[9].

As CVI is a consequence of brain insult rather than ocular

dysfunction, an understanding of the dynamic properties of neurological development of the infant and
child can assist in planning and developing better treatment protocols that may inﬂuence the developing
child’s functional vision. The process of neuroplasticity related to the development and function of the
visual system will be discussed.
Damage, insult, or dysfunction to the visual system during fetal, neonatal and infant development may
well have long-term consequences that are, as we shall see, potentially more capable of alteration and
restoration of function in the infant and child as compared to similar insult in adults

[10].

2. Is Recovery of Normal Conscious Vision Possible?
Our visual perceptual abilities are dependent on the pathways represented in Figure 1
Guzzetta and associates

[14][15]

[11][12][13]

.

propose that three criteria are necessary for the restoration of vision that

includes: (a) pathology of involvement of the geniculostriatal pathway, (b) speciﬁc loss of vision that is
independent of any other functional abnormality, and (c) regaining the formerly impaired function with
concomitant empirical change in brain state or electrophysiological activity.

Figure 1. Major visual processing pathways of the primate brain considered in Gross et al.’s [13] model.
Information from the retino-geniculostriatal pathway enters the visual cortex through area V1 and then
proceeds through a hierarchy of visual areas that can be subdivided into two major functional pathways.
The so-called “what”-pathway leads through V4 and the inferotemporal cortex (IT) and is mainly
concerned with object-feature identiﬁcation, regardless of position or size. V4 is the third area in the
ventral stream obtaining strong feedforward signals from V2. Additionally, it receives projections directly
from V1. The “where” pathway leads into the posterior parietal areas (PP) and is concerned with the
locations and spatial relationships among objects, regardless of their identity. The “when” pathway
involves the integration of signals from “What” and “Where” allowing for preplanning of movement and
therefore response. (PFAC, prefrontal association cortex; IT, inferotemporal cortex; PP, posterior parietal
areas; MT, middle temporal visual area; LGN, lateral geniculate nucleus; SC, superior colliculus) (after
Gross et al.

[13]

with permission).

Adult functional vision is signiﬁcantly diﬀerent than that of the child with, among other things, evidence
that the type of neuroplastic reorganization allowing for visual perception in the blind ﬁeld seen in
childhood cortical visual area insult has no adult analog

[16]

. A restricted broadening of the visual ﬁeld can

be normally seen shortly after the cerebral insult. This is a consequence of the resolution of temporary
dysfunction of perilesional regions [17][18] or from modiﬁcations like the neural pathways adjacent to the
lesion, including the size of the receptive ﬁeld

[17]

. Beyond spontaneous recovery, partial or otherwise,

support exists that interventions exist that can positively aﬀect the size of the visual ﬁeld through the
recruitment of additional less eﬃcient yet still intact visual pathways

[17][19][20][21][22]

.

On the other hand, Bouwmeester and colleagues [23] found no support that limited broadening of visual
ﬁeld results in improved ocular motor scanning strategies or improvement in activities of daily living. This
may be a consequence of the paucity of studies examining functions such as contrast sensitivity or line
and edge detection in stroke in childhood or the lack of data on blindsight and certainly on the Sprague
Eﬀect in childhood CVI. The functional vision adaptation and visual pathway alterations noted after
cerebral insult are likely not the result of direct recovery of lost vision, but rather the eﬀect of learned
compensatory visual-motor strategies

[17][24].

3. Neuroplasticity and Developmental Damage to the Primary Visual
Cortex (V1)
Our essential question is whether there is evidence to support the reestablishment of visual function
when the insult occurs in infancy or early childhood? Related to developmental insult from animal studies,
we have learned that lesions in early development generate greater recovery of functional visual
capacities when compared with lesions acquired later in the life cycle.
The functions studied in cats and monkeys have included signiﬁcantly enhanced performance in the
discrimination of motion

[25]

, shape [26], depth

[27]

, and visual orientation [28], with early lesions in both

animal and human revealing signiﬁcantly greater neuronal rewiring and reorganization with lesions early
in development

[21][29]

. Teuber, already in the 1970s [30] had examined individuals with lesions in the

occipital regions resulting from an injury that had occurred between adolescence through the twenties.
Teuber found a relationship between the age at which the insult had occurred and the degree of shrinkage
of the scotoma.
We know that children who have undergone hemispherectomy for conditions such as Rasmussen’s
syndrome

[31]

in early childhood fare better and, considering the drastic surgery, have relatively little

functional impairment when compared with adults having undergone similar procedures

[32][33]

. There is

much support since then for the notion that early developmental lesions, especially those that are
congenital, are signiﬁcantly more disposed to neuroplastic restructuring with the developing nervous
system being more likely to employ compensatory pathways to counteract the eﬀects of damaged brain
areas thereby restoring functional vision.
Of great relevance to our argument of functional neuroplastic changes in early visual system insult, are
the numerous reports of neonatal visual system damage highly associated with compensatory functions
that are normally controlled by damaged regions of the brain

[34][35].

A case was reported by Werth

[36]

of

a hemispherectomized infant of 4 months who had later demonstrated intact visual ﬁelds. One reason
that might support the neuroplastic changes in the pathways involved in hemianopsia in infancy maybe
that area V1 of the integrated intact hemisphere also acts in response to the simulation of the ipsilateral
blind hemiﬁeld. Cornwell and associates

[37][38]

proposed that a separate reorganizational pattern is

evidenced in congenitally acquired lesioned individuals as opposed to lesions acquired later in life.
Possible neuronal rearrangement patterns are represented in Figure 2.

Figure 2. Potential mechanisms of neuroplasticity-based functional reorganization supporting normal
visual function in congenitally brain-damaged individuals. (a) Represents damage to the PVC with
functioning tissue existing within the lesion (b) aa reorganization occurring in regions external to the
accepted boundaries of the PVC; (c) the geniculostriatal pathway bypassing the lesion and projecting to
the calcarine cortex (after Guzzetta et al. [39] with permission).
Supporting the above arguments are animal studies in which cats lesioned in infancy demonstrate no
signiﬁcant diﬀerence with intact cats for complex pattern, shape, and hidden ﬁgure discrimination in
contradistinction to adult-lesioned cats
Moore and colleagues

[42]

[37][38].

These ﬁndings have been conﬁrmed by others [40][41].

also noted that early lesioned monkeys demonstrated normal detection ability

shortly after the lesion and recovered function relatively quickly thereafter. In subsequent studies, Moore
and

colleagues

[43]

also noted that monkeys with early striatal lesions demonstrated oculomotor

movements appropriate to the direction of the stimulus presentation having seemingly had motion
detection within the scotoma spared.
[44]

Also, in the 1990s, Mercuri, and associates

[44]

found signiﬁcant visual ﬁeld deﬁcits with kinetic in infants

who had suﬀered arterial stroke perinatally. When these investigators performed follow-up examinations
of the same infants when they reached school age, no evidence of visual ﬁeld defect was noted [17][45].
There are numerous possible explanations for the result, including geniculostriatal pathway changes,
which will be discussed more fully later in the context of the Sprague Eﬀect. However, as it is quite
possible that infant visual ﬁeld testing is performed by directing focus to the midline, the infant must
uncouple attentiveness from the central ﬁeld to a novel peripheral stimulus thus allowing the nondamaged visual cortical pathways to support a shift in attention. The ﬁndings reported in the follow-up
studies of Mercuri and associates

[46]

may have been the result of the development or the capacity to

modify the focus of attention as opposed to the expansion of the visual ﬁelds.
Reinforcing this notion is the fact that of the children studied, all of whom demonstrated deviant visual
ﬁled during their ﬁrst year, also presented with parietal lesions evidenced by MRI with sparing of the optic
radiations and the primary visual cortices

[46]

. We can add that there are multitudes of mechanisms of

visual development occurring at diﬀerent developmental stages confounding comparison between
components of recovery.
A singularly important question is that when there exists physical damage to the visual pathways in
infancy or early childhood, is it possible to know whether the maintenance of normal vision is a function of
neuroplastic reorganization or rather a result of some other process? Developmentally we know that
occipital lobe structural abnormalities do not necessarily universally produce defects of the visual ﬁelds
[45][47][48][49]

as it is known that with developmental cortical deformities, neuroplastic mechanisms are

likely to correct such problems early in development.
We can presume that the mechanism subserving the reorganization of pattern detection relates to the
eﬀectiveness of the tissue surrounding the visual system lesion as represented in Figure 1. Dumoulin
and associates

[50]

had found involvement of dysplastic tissue active in visual information processing

assumed to be the result of neuroplastic network reorganization. These results have been observed by
numerous other authors in both adults

[51][52][53][54][55][56][57]

and especially in children

[34][58][59]

. The

consistently observed degree of functional residual vision found in early lesioned animals is related to a
substantial visual system rewiring and of neural system activity adjustment.

4. Conclusions
The elaborate network oftentimes referred to as the brain’s “wiring” or “circuitry” is known to expand
exponentially during fetal, neonatal and infant development. If connectivities are not maintained to
repeatedly employed they are oftentimes eliminated and conversely when employed and ﬁring together
we can create novel functional connectivities, a process we understand as neuroplasticity. This function,
explained in detail elsewhere

[60][61][62]

supports the notion that early childhood is the time to build either

a strong and supportive, or fragile and unreliable foundation, which continues into childhood,
adolescence, and adulthood.
The capacity for vision develops early in the development of the fetus and therefore in life. Reid and
colleagues

[63]

conﬁrmed that a fetus of 34-weeks GA can rotate the head to track patterned visual stimuli

projected into the uterine environment. They concluded that visual-motor development is facilitated by a
“gestational clock” rather than by, as most think, interactive visual experience that facilitates
neuroplasticity in the visual system. There inevitably must exist a relationship between the fetus’s
environment and visual development. During the third trimester of pregnancy, the vulnerability of white
matter damage can be signiﬁcant in which the optic radiations may be sensitive to insult. This is largely
evidenced by unilateral periventricular hemorrhagic infarcts as well as bilateral ischemic lesions. It is
during the third trimester of pregnancy that we note the signiﬁcant degree of plasticity in the
development of thalamocortical aﬀerents, as it is that during this period, with relevant axonal guidance,
that there still exists migration of aﬀerents from the sub- to the cortical plate.
[64][65]

A case reported by Seghier and colleagues

[64][65]

was discussed, about a three-month-old infant who had

sustained a perinatal left arterial stroke with damage to the optic radiations but with sparing of the
primary visual cortex PVC. Initial testing revealed cortical activation on the non-lesioned side with no
evidence of the optic radiations on the ipsilesional side. When a follow-up study was performed at twenty
months of age, fMRI demonstrated clear activation on the ipsilesional side representing neuroplastic
changes in the thalamocortical pathway with attendant functional connectivities in the lateral geniculate.
We can conclude from this and other cases that early insult to the PVC or optic pathways provides the
infant with a critical period of developing neuroplastic changes that are better capable of allowing for the
development of functional vision and with support for the conclusion that the child’s brain has a better
capacity for rewiring than that of the older brain. The hypothesized mechanism for the relatively low
prevalence of visual abnormalities post-stroke in children as compared to adults is assumed to be due to
neuroplasticity within the visual system.
Congenital or neonatal brain damage invariably leads to bilateral injury commencing in the periolandic
areas and involving gray matter and cortical regions of the brain but with the capacity for restoration of
aspects of vision. In particular, we have learned that there oftentimes exists involvement of the
geniculostriatal pathway, a speciﬁc loss of vision that is independent of any other functional abnormality,
and that the regaining of the formerly impaired function with concomitant empirical change in brain state
or electrophysiological activity is evidenced.
Besides understanding developmental aspects of visual neuroplasticity, we also examined the Sprague
Eﬀect

[66]

in which small tectal lesions can reestablish visual orientation in the half ﬁeld contralateral to

the lesion in animals with signiﬁcant unilateral geniculostriatal impairment. More speciﬁcally, the Sprague
Eﬀect can be better understood by an understanding of its relationship to hemispatial neglect, a failure to
react to novel stimuli presented to aspects of visual space, and without being able to attribute the lack of
responsivity to a speciﬁc lesion.
The consequence of our discussion leads to an understanding that in those with central visual ﬁeld
defects, extrastriatal visual connectivities are greater when a lesion occurs earlier in life as opposed to
when it occurs in the neurologically mature adult. The result is a signiﬁcantly more optimized system of
visual and spatial exploration within the ‘blind’ ﬁeld of view. This then can serve as a basis for developing
interventional schemes in congenital visual system insult.

References
1. Chang, M.Y.; Borchert, M.S. Advances in the evaluation and management of cortical/cerebral visual impairment in
children. Surv. Ophthalmol. 2020, 65, 708–724.
2. Khan, R.I.; O’Keefe, M.; Kenny, D.; Nolan, L. Changing pattern of childhood blindness. Ir. Med. J. 2007, 100, 458–461.
3. Kong, L.; Fry, M.; Al-Samarraie, M.; Gilbert, C.; Steinkuller, P.G. An update on progress and the changing epidemiology
of causes of childhood blindness worldwide. J. Am. Assoc. Pediatr. Ophthalmol. Strabismus 2012, 16, 501–507.
4. National Institutes of Health. 2021. Available online: https://www.nei.nih.gov/about/news-and-events/news/vision-losschildren-whose-eyesight-may-be-2020-requires-new-diagnostic-and-teaching-strategies (accessed on 11 September
2021).
5. Flanagan, N.M.; Jackson, A.J.; Hill, A.E. Visual impairment in childhood: Insights from a community-based survey. Child
Care Health Dev. 2003, 29, 493–499.
6. Philip, S.S.; Dutton, G.N. Identifying and characterising cerebral visual impairment in children: A review. Clin. Exp.
Optom. 2014, 97, 196–208.
7. Lagunju, I.A.; Oluleye, T.S. Ocular abnormalities in children with cerebral palsy. Afr. J. Med. Med. Sci. 2007, 36, 71–75.
8. Katoch, S.; Devi, A.; Kulkarni, P. Ocular defects in cerebral palsy. Indian J. Ophthalmol. 2007, 55, 154–156.
9. Dutton, G.; Bax, M. (Eds.) Visual Impairment in Children Due to Damage to the Brain; John Wiley & Sons: Hoboken, NJ,
USA, 2010; Volume 186.
10. André, V.; Henry, S.; Lemasson, A.; Hausberger, M.; Durier, V. The human newborn’s umwelt: Unexplored pathways
and perspectives. Psychon. Bull. Rev. 2018, 25, 350–369.
11. Stoerig, P. Blindsight, conscious vision, and the role of primary visual cortex. Prog. Brain Res. 2006, 155, 217–234.

12. Briscoe, R.; Schwenkler, J. Conscious vision in action. Cognit. Sci. 2015, 39, 1435–1467.
13. Gross, H.M.; Heinke, D.; Boehme, H.J.; Braumann, U.D.; Pomierski, T. A behaviour-oriented approach to an implicit
“object-understanding” in visual attention. In Proceedings of the ICNN’95—International Conference on Neural
Networks (ICNN’95), Perth, Australia, 27 November–1 December 1995; Volume 1, pp. 657–662.
14. Masuda, Y.; Dumoulin, S.O.; Nakadomari, S.; Wandell, B.A. V1 projection zone signals in human macular degeneration
depend on task, not stimulus. Cereb. Cortex 2008, 18, 2483–2493.
15. Guzzetta, A.; Cioni, G.; Cowan, F.; Mercuri, E. Visual disorders in children with brain lesions: 1. Maturation of visual
func- tion in infants with neonatal brain lesions: Correlation with neuroimaging. Eur. J. Paediatr. Neurol. 2001, 5, 107–
114.
16. Huxlin, K.R. Perceptual plasticity in damaged adult visual systems. Vision Res. 2008, 48, 2154–2166.
17. Crawford, L.B.; Golomb, M.R. Childhood Stroke and Vision: A Review of the Literature. Pediatr. Neurol. 2018, 81, 6–13.
18. Zhang, X.; Kedar, S.; Lynn, M.J.; Newman, N.J.; Biousse, V. Natural history of homonymous hemianopia. Neurology
2006, 66, 901–905.
19. Sabel, B.A.; Kasten, E. Restoration of vision by training of residual functions. Curr. Opin. Ophthalmol. 2000, 11, 430–
436.
20. Fontenot, J.L.; Bona, M.D.; Kaleem, M.A.; McLaughlin, W.M.; Morse, A.R.; Schwartz, T.L.; Shepherd, J.D.; Jackson, M.L.
Vision rehabilitation preferred practice pattern. Ophthalmology 2018, 125, P228–P278.
21. Bridge, H.; Thomas, O.; Jbabdi, S.; Cowey, A. Changes in connectivity after visual cortical brain damage underlie
altered visual function. Brain 2008, 131, 1433–1444.
22. Bridge, H. Loss of visual cortex and its consequences for residual vision. Curr. Opin. Physiol. 2020, 16, 21–26.
23. Bouwmeester, L.; Heutink, J.; Lucas, C. The effect of visual training for patients with visual field defects due to brain
damage: A systematic review. J. Neurol. Neurosurg. Psychiatry 2007, 78, 555–564.
24. Waddington, J.; Hodgson, T. Review of rehabilitation and habilitation strategies for children and young people with
homonymous visual field loss caused by cerebral vision impairment. Br. J. Vis. Impair. 2017, 35, 197–210.
25. Moore, K.L.; Persaud TV, N.; Torchia, M.G. Before We Are Born E-Book: Essentials of Embryology and Birth Defects;
Elsevier Health Sciences: Philadelphia, PA, USA, 2015.
26. Walsh, V.; Butler, S.R.; Carden, D.; Kulikowski, J.J. The effects of V4 lesions on the visual abilities of macaques: Shape
discrimination. Behav. Brain Res. 1992, 50, 115–126.
27. Hovda, D.A.; Villablanca, J.R. Depth perception in cats after cerebral hemispherectomy: Comparisons between
neonatal-and adult-lesioned animals. Behav. Brain Res. 1989, 32, 231–240.
28. Zennou-Azogui, Y.; Xerri, C.; Leonard, J.; Tighilet, B. Vestibular compensation: Role of visual motion cues in the
recovery of posturo-kinetic functions in the cat. Behav. Brain Res. 1996, 74, 65–77.
29. Leh, S.E.; Johansen-Berg, H.; Ptito, A. Unconscious vision: New insights into the neuronal correlate of blindsight using
diffusion tractography. Brain 2006, 129, 1822–1832.
30. Teuber, H.-L. Recovery of function after brain injury in man. In Ciba Foundation Symposium; Elsevier: Amsterdam, The
Netherlands, 1975; Volume 34, pp. 159–190.
31. Leisman, G.; Koch, P. Networks of conscious experience: Computational neuroscience in understanding life, death, and
consciousness. Rev. Neurosci. 2009, 20, 151–176.
32. Perenin, M.T. Visual function within the hemianopic field following early cerebral hemidecortication in man—II. Pattern
discrimination. Neuropsychologia 1978, 16, 697–708.
33. Perenin, M.T.; Jeannerod, M. Visual function within the hemianopic field following early cerebral hemidecortication in
man—I. Spatial localization. Neuropsychologia 1978, 16, 1–13.
34. Knyazeva, M.G.; Maeder, P.; Kiper, D.C.; Deonna, T.; Innocenti, G.M. Vision after early-onset lesions of the occipital
cortex: II. Physiological studies. Neural Plast. 2002, 9, 27–40.
35. Kiper, D.C.; Zesiger, P.; Maeder, P.; Deonna, T.; Innocenti, G.M. Vision after early-onset lesions of the occipital cortex:
I. Neuropsychological and psychophysical studies. Neural Plast. 2002, 9, 1–25.
36. Werth, R. Visual functions without the occipital lobe or after cerebral hemispherectomy in infancy. Eur. J. Neurosci.
2006, 24, 2932–2944.
37. Cornwell, P.; Payne, B. Visual discrimination by cats given lesions of visual cortex in one or two stages in infancy or in
one stage in adulthood. Behav. Neurosci. 1989, 103, 1191.
38. Cornwell, P.; Herbein, S.; Corso, C.; Eskew, R.; Warren, J.M.; Payne, B. Selective sparing after lesions of visual cortex in
newborn kittens. Behav. Neurosci. 1989, 103, 1176.
39. Murmu, M.S.; Salomon, S.; Biala, Y.; Weinstock, M.; Braun, K.; Bock, J. Changes of spine density and dendritic
complexity in the prefrontal cortex in offspring of mothers exposed to stress during pregnancy. Eur. J. Neurosci. 2006,
24, 1477–1487.
40. Atapour, N.; Worthy, K.H.; Lui, L.L.; Yu, H.H.; Rosa, M.G. Neuronal degeneration in the dorsal lateral geniculate nucleus
following lesions of primary visual cortex: Comparison of young adult and geriatric marmoset monkeys. Brain Struct.
Funct. 2017, 7, 3283–3293.
41. Atapour, N.; Worthy, K.H.; Rosa, M.G. Neurochemical changes in the primate lateral geniculate nucleus following

lesions of striate cortex in infancy and adulthood: Implications for residual vision and blindsight. Brain Struct. Funct.
2021, 1–13.
42. Moore, T.; Rodman, H.R.; Repp, A.B.; Gross, C.G.; Mezrich, R.S. Greater residual vision in monkeys after striate cortex
damage in infancy. J. Neurophysiol. 1996, 76, 3928–3933.
43. Moore, T.; Rodman, H.R.; Gross, C.G. Direction of motion discrimination after early lesions of striate cortex (V1) of the
macaque monkey. Proc. Natl. Acad. Sci. USA 2001, 98, 325–330.
44. Mercuri, E.; Atkinson, J.; Braddick, O.; Anker, S.; Nokes, L.; Cowan, F.; Rutherford, M.; Pennock, J.; Dubowitz, L. Visual
function and perinatal focal cerebral infarction. Arch. Dis. Child. Fetal Neonatal Ed. 1996, 75, F76–F81.
45. Burneo, J.G.; Kuzniecky, R.I.; Bebin, M.; Knowlton, R.C. Cortical reorganization in malformations of cortical
development: A magnetoencephalographic study. Neurology 2004, 63, 1818–1824.
46. Mercuri, E.; Anker, S.; Guzzetta, A.; Barnett, A.; Haataja, L.; Rutherford, M.; Cowan, F.; Dubowitz, L.; Braddick, O.;
Atkinson, J. Neonatal cerebral infarction and visual function at school age. Arch. Dis. Child. Fetal Neonatal Ed. 2003,
88, F487–F491.
47. Artzi, M.; Shiran, S.I.; Weinstein, M.; Myers, V.; Tarrasch, R.; Schertz, M.; Fattal-Valevski, A.; Miller, E.; Gordon, A.M.;
Green, D.; et al. Cortical reorganization following injury early in life. Neural Plast. 2016, 2016, 8615872.
48. Liu, T.T.; Nestor, A.; Vida, M.D.; Pyles, J.A.; Patterson, C.; Yang, Y.; Yang, F.N.; Freud, E.; Behrmann, M. Successful
reorganization of category-selective visual cortex following occipito-temporal lobectomy in childhood. Cell Rep. 2018,
24, 1113–1122.
49. Yates, T.S.; Ellis, C.T.; Turk-Browne, N.B. Emergence and organization of adult brain function throughout child
development. Neuroimage 2021, 226, 117606.
50. Hagberg, H.; Edwards, A.D.; Groenendaal, F. Perinatal brain damage: The term infant. Neurobiol. Dis. 2016, 92, 102–
112.
51. Blume, W.T.; Whiting, S.E.; Girvin, J.P. Epilepsy surgery in the posterior cortex. Ann. Neurol. 1991, 29, 638–645.
52. Innocenti, G.M.; Maeder, P.; Knyazeva, M.G.; Fornari, E.; Deonna, T. Functional activation of microgyric visual cortex in
a human. Ann. Neurol. 2001, 50, 672–676.
53. Kujala, T.; Alho, K.; Näätänen, R. Cross-modal reorganization of human cortical functions. Trends Neurosci. 2000, 23,
115–120.
54. Melnick, M.D.; Tadin, D.; Huxlin, K.R. Relearning to see in cortical blindness. Neuroscientist 2016, 22, 199–212.
55. Chokron, S.; Perez, C.; Peyrin, C. Behavioral consequences and cortical reorganization in homonymous hemianopia.
Front. Sys. Neurosci. 2016, 10, 57.
56. Jamal, Y.A.; Dilks, D.D. Rapid topographic reorganization in adult human primary visual cortex (V1) during noninvasive
and reversible deprivation. Proc. Natl. Acad. Sci. USA 2020, 117, 11059–11067.
57. Castaldi, E.; Lunghi, C.; Morrone, M.C. Neuroplasticity in adult human visual cortex. Neurosci. Biobehav. Rev. 2020,
112, 542–552.
58. Coullon, G.S.; Jiang, F.; Fine, I.; Watkins, K.E.; Bridge, H. Subcortical functional reorganization due to early blindness. J.
Neurophysiol. 2015, 113, 2889–2899.
59. Hasson, U.; Andric, M.; Atilgan, H.; Collignon, O. Congenital blindness is associated with large-scale reorganization of
anatomical networks. Neuroimage 2016, 128, 362–372.
60. Leisman, G.; Mualem, R.; Mughrabi, S.K. The neurological development of the child with the educational enrichment in
mind. Psicol. Educ. 2015, 21, 79–96.
61. Melillo, R.; Leisman, G. Neurobehavioral Disorders of Childhood: An Evolutionary Approach; Springer: New York, NY,
USA, 2010.
62. Leisman, G.; Merrick, J. Neuroplasticity in Learning and Rehabilitation; Nova Science Publishers: Hauppauge, NY, USA,
2016.
63. Reid, V.M.; Dunn, K.; Young, R.J.; Amu, J.; Donovan, T.; Reissland, N. The human fetus preferentially engages with
face-like visual stimuli. Curr. Biol. 2017, 27, 1825–1828.
64. Thomas, C.; Baker, C.I. Remodeling human cortex through training: Comment on May. Architecture 2012, 12, 1370–
1371.
65. Wandell, B.A.; Smirnakis, S.M. Plasticity and stability of visual field maps in adult primary visual cortex. Nat. Rev.
Neurosci. 2009, 10, 873–884.
66. Sprague, J.M. Interaction of cortex and superior colliculus in mediation of visually guided behavior in the cat. Science
1966, 153, 1544–1547.

Keywords
cortical blindness;cortical visual impairment;vision;blindsight;Sprague Effect;infant vision

Retrieved from https://encyclopedia.pub/16123

