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ABSTRACT 
 

Albinism is a set of heritable disorders in ectoderm-derived tissue linked with reduced or missing 
melanin. Reduce melanin synthesis might include the skin, hair follicles and the eye, causing eyelid 
or locating the eye in the main, leading to eye albinism. Common eye symptoms include foveal 
hypoplasia, fundal hypopigmentation, iris transillumination, nystagma, visual acuity reduction, 
stereopsis decreased or absent, squint, and abnormalities in refractive functionality. Fixing the 
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refractive defect, sun glasses or specific photo aversion filter lenses and prismatism for an irregular 
head posture may be needed. Operation with strabismus is typically unneeded but may be done to 
enhance the peripheral fields of visual fusion. In this review, we summarize ocular manifestations of 
albinism. 
 

 
Keywords: Albinism; ocular albinism; symptoms; manifestations; ophthalmology. 
 

1. INTRODUCTION 
 
Albinism is a heritage group of diseases linked 
with reduced or missing melanin found in the 
skin, hair and eye (mostly ectodermic tissues), 
which decreases skin pigmentation 
characteristically. Reduce the production of 
melanin may include the skin, hair follicle, and 
eye, leading to oculocutaneous albinism or may 
locate mainly the eye, leading to ocular albinism 
[1].  
 
Albinism affects the entire population classes, 
but with varied incidence rates, of all classes and 
nations. The total incidence of albinism in the US 
is 1:20,000 with a lower rate (1:37,000), but the 
highest incidence in the literature to far is 
calculated at 6.3 per 1000 population in the 
indigenous peoples of the Cuna (Panama and 
Colombia) [2]. Roughly one in seventeen 
thousand persons has one form of albinism, 
indicating that about 1 in seventy people possess 
OCA genes. The presentation of oculocutaneous 
albinism is most frequently considered of (OCA) 
[3]. Common eye results include foveal 
hypoplasia, fundal hypopigmentation, iris 
transillumination, nystagma, visual accuracy 
reduction, stereopsis decreased or absent, 
squint, and abnormalities in refractive 
functionality. Furthermore, there is a typical 
anomaly of chiasmal decay that causes most 
fibers to go from every eye to the opposite 
hemisphere [4,5]. 

 
OCA1A is the most severe kind with a total lack 
of lifetime synthesis of melanin, whereas 
OCA1B, OCA2, OCA3 and OCA4 are more 
moderate variants that show a certain 
accumulation over time. OCA1A is the most 
serious and is the most vulnerable variety. The 
incidence of various kinds of albinism varies 
significantly around the globe, partially due to 
differences in the genes of founding mutations 
and the fact that it is not possible to identify the 
many subtypes of albinism from the vast normal 
pigmentation spectrum clinically [6]. In African 
Americans (1:10,000), OCA2 is the most 
frequent in the globe (1:39,000), total Americans 

(1:36,000), and Sub-Saharian Africa (1:36,000). 
(1:3,900). The frequency of OCA1 is around 1 in 
40,000, but relatively infrequent among African 
Americans in most groups. In Caucasians OCA3 
or red OCA is virtually nonexistent, but affects 
around 1:8500 people in South Africa or 3 per 
cent of all instances worldwide. 31 OCA4 is 
similarly rare among Caucasians and Africans, 
although it represents 17% of instances globally, 
and in Japan one in every four OCA patients is 
diagnosed. The main form of OCA1 in Japan and 
China is OCA4 [7]. 
 
Ocular albinism (OA) diagnosis is probable in the 
presence of childish nystagm, iris 
translucentness, significant hypopigmentation of 
the periphery of the eye fundus in male males 
with mildly hypopigmented skin (especially 
compared to unaffected sibs), foveal hypoplasia, 
decreased visual acuity and aberrant optical 
pathways, as shown by crossed asymmetry of 
cortical responses o Early identification is most 
crucial if eye problems are to be managed and 
visual potential maximized, which has                    
additional implications for overall security and 
well-being, education, self-esteem and                        
growth. In general, ocular symptoms occur within 
the first three to six months of the                             
lifetime of carers or doctors [8]. Characteristic 
changes in the eye (infantile nystagmus, 
photophobia, lower iris pigment with 
transillumination, retinal pigment reduced, 
fundoscopy visualization of choroidal blood 
vessels in foveal hypoplasia, reduced visual 
acuity, strabismus, muddle selective VEP 
examination of the optic nerves) in combination 
with skin hypopigmentation [9]. 

 
Adjustment of refractive defects, usage of 
sunglasses or specific photo aversion filter 
lenses, and prismatism for an aberrant head 
position correction. Operation of strabismus is 
frequently unneeded but can enhance the 
peripheral areas of visual fusion. There                     
should be discussion of the requirement for 
visual support and special attention in contexts 
[10]. 
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2. OPHTHALMIC MANIFESTATIONS OF 
ALBINISM 
 

2.1 Reduced Vision 
  
The decreased eyesight that these people 
generally show is one of the most debilitating 
characteristics of albinism. Anecdotal reports 
have suggested that in children with 
albinism visual maturation may be delayed but it 
is not clear that visual development normally 
progresses to a point when it is stopped at a 
potential-determined level or that visual 
development is, alternatively, delayed from birth 
and proceeds at a lower rate until it has full 
potential [11]. The sharpness of vision varies 
according to the kind of albinism and the quantity 
of the ocular melanin pigment. The vision reports 
are between 20/20 and 20/400, although the 
eyesight is often decreased between 20/100 and 
20/200. This decrease in vision may in part be 
owing to the continuous combination of foveal 
hypoplasm and related morphological and 
anatomical changes in photoreceptors of the 
foveal cone [12]. 

 
High refractive errors are not rare and eyesight 
cannot improve to the degree of a driver's permit 
even with glasses. Many people with albinism, 
however, have a good choice of seats at school 
and can improve their eyesight by correcting 
optically their refractive defect. As students 
develop in the school system, visual 
requirements and smaller print size rise and 
benefit from bifocal, low-vision support or larger 
printing [13]. 

 
In adults with albinism, visual acuity varies, with 
clinical findings indicating that vision is partly 
associated with the quantity of melanin pigment 
in the eye. The observations of iris 
transillumination, foveal hypoplasia, decreased 
stereoacuity, and optical fibers can diagnose 
albinism with virtually normal visual acuity in 
these people [14].  

 
Usually color vision is normal or albinism is just 
moderately affected. The Farnsworth-Munsell 
100-hue test identified increasing numbers of 
mistakes without a specified axis, and the Nagel 
anomaloscope was used to widen the red part of 
the Rayleigh equation. In addition to the 
corresponding defects in brain circuitry, they can 
connect to a lower cone density and lack of an 
area without rolls inside the macula of albinism 
patients [15]. 

2.2 Iris Transillumination 
 
Due to a poor melanin pigment and a posterior 
iris epithelium, the retinal light is not filtered and 
those with albinism may display roses of the 
diaphanum. Economist and coworkers have 
presented one approach for measuring iris 
translucency (QUIT) in albinism. Between the 
viewer and the pupil of the eye is a neutral 
density filter that matches the brightness of 
reflection between the pupil and the iris. This 
approach employs a fiber lens that lies on the 
lower deck at a distance of 25 cm from the 
viewer [16].  
 
Another research employed contrast detection to 
assess light scattering through the iris in people 
with albinism, by focusing a 1-mm2 point of 
incandescent light onto the inferior iris's 
midposition." The slit-lamp biomicroscope is a 
more popular technique for assessing iris 
translucency. The examiner can commonly 
discover transillumination problems using slit-
lamp biomicroscopy, even in people with no 
apparent iris translucency observed with casual 
gazing or with the use of an external 
transilluminator. After the examiner has grown 
used to the examination room's dim lighting, a 
tiny beam of light from the slit-lamp 
biomicroscope is directed through the pupil [17].  
 
The orange-appearing transillumination defects 
may be scattered and punctate, or diffuse 
transillumination of an iris with minimal or no 
pigment may be noted. A grading scheme for 
recording iris transillumination with slit-lamp 
biomicroscopy using a reference set of standard 
photographs has been recently published: grade 
1, representing a marked amount of pigment in 
the posterior iris epithelium and the finding of 
punctate transillumination defects; grade 2, with 
a moderate amount of iris pigment and a greater 
amount of transillumination; grade 3, showing a 
minimal amount of iris pigment, often located in 
the iris stroma at the level of the collarette and 
almost complete iris transillumination; and grade 
4, in which there is full iris transillumination and 
visualization of the edge of the lens due to 
complete absence of iris pigment [18-20]. 
 
2.3 Strabismus 
 

Albinism is characterised by strabismus, which 
includes both horizontal and vertical 
abnormalities. It has also been observed that 
OCA has peculiar correlations with Vision in 
Albinism Duane's syndrome and the prominent 
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V-pattern esotropia that is typical of Apert's 
syndrome. Individuals with albinism do not 
generally notice diplopia since strabismus is 
present in childhood [21].  
 
Despite the prevalence of strabismic deviations, 
amblyopia - or the requirement for optical 
penalization or pharmacologic treatment - is 

uncommon, and the loss in reported visual acuity 
is usually symmetric. Despite the fact that 
strabismic amblyopia appears to be uncommon 
in people with albinism, it has been proposed 
that bilateral meridional amblyopia can occur as 
a result of the existence of predominantly 
unidirectional nystagmus from an early age [22]. 

 

 
 

Fig. 1. Child with Albinism with reddish-brown hair color 
 

 
 

Fig. 2. Albino with tyrosinase-positive OCA; Note the iris transillumination, esotropia, and 
reddish-brown hair color 
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Fig. 3. Retroillumination of the iris in an older patient with OA who had undergone cataract 
extraction and intraocular lens implantation; The outline of the lens is clearly visible 

 

 
 

Fig. 4. Foveal hypoplasia in a patient with OCA2; There is no foveal reflex, and some fine blood 
vessels are crossing the horizontal raphe 
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When large-amplitude nystagmus coexists with 
strabismus, as is common in people with 
albinism, measuring the angle of misalignment 
can be challenging. Individuals with albinism and 
esotropia may appear to have orthophoria on 
casual examination due to the existence of 
positive angle kappas. A quick alternative prism 
cover test, on the other hand, may be able to 
quantify the strabismus. Similarly, people with 
higher esodeviations detected by alternative 
prism cover may appear to have lower deviations 
measured by Krimsky [23]. As a result, because 
patients with albinism typically lack the 
topographic anatomy required for cortical 
binocularity and their alternate prism cover 
measurements differ from Krimsky 
measurements, extraocular muscle surgery 
planning may be best determined by the Krimsky 
measurement rather than the more commonly 
used alternate prism cover test. Preoperative use 
of corrective prism might alert the doctor to the 
possibility for diplopia after strabismus surgery 
conducted for the Krimsky measurement for 
exodeviations that look higher with Krimsky 
measures than with alternative prism cover 
measurement [24]. 
 

2.4 Nystagmus 
  
Nystagmus in albinism, which is generally 
horizontal in direction and pendular or jerk in 
nature, can be a visually obvious anomaly in 
afflicted individuals, particularly in children. It has 
been proposed that the features of nystagmus 
may differ across forms of albinism and therefore 
impact visual acuity [25]. To enhance vision, 
people with albinism frequently learn to adopt a 
compensatory head position to take advantage of 
the lower amplitude associated with the null 
point. Furthermore, examination of nystagmus 
waveforms in albino individuals revealed better 
visual acuity with longer duration of low retinal 
slip velocities [26]. 
 
Oscilloplasia with visual fixation has been 
observed in adult individuals with albinism on 
rare occasions. This subjective response may be 
due to a change in the nature of the nystagmus 
with intense visual exertion. Some researchers 
believe that the retinal picture should move 
continuously. The major optical explanation for 
the altered retinal image in Albinism is 
nystagmus [27]. Interestingly, some individuals 
with otherwise normal albinism ocular 
characteristics, such as asymmetry of 
retinostriate projections with visual evoked 
potentials, would have no clinically detectable 

nystagmus, even with scleral search coils. These 
albino patients generally have normal or almost 
normal vision. When a significant head turn 
develops to dampen the nystagmus, horizontal 
extraocular muscle surgery (Kestenbaum-
Anderson procedure) can be performed to shift 
the null point closer to primary gaze, broaden the 
minimal intensity zone, and reduce overall 
nystagmus intensity, with some improvement in 
vision noted [28]. Recently, retroequatorial 
implantation of all four horizontal rectus muscles 
has been reported to lower the amplitude of 
nystagmus and offer some improvement in at 
least subjective vision, even in individuals with 
albinism and foveal hypoplasia. This appears to 
be connected to an increase in "foveation" 
duration or a lengthening of the low-velocity 
section of the nystagmus waveform, but 
improvement in visual acuity is frequently just 
marginal [29].  
 
Although substantial recessions of the horizontal 
recti do not appear to appreciably restrict ocular 
movement, the long-term consequences of such 
operation remain unclear. The degree of 
extraocular muscle surgery for both the 
Kestenbaum-Anderson operation and the 
retroequatorial recession treatment can be 
modified to concurrently improve any significant 
strabismus [29]. 
 

2.5 Photosensitivity 
 
Photosensitivity or photoaversion is another 
typical, though not universal, finding in albinism, 
and parents frequently report that their children 
with albinism squint or cover their eyes when 
exposed to strong light, beginning in infancy [30]. 
It has been observed that persons with albinism 
have increased light scattering in their eyes, 
which has been thought to diminish visual 
contrast. Although photosensitivity in albinism is 
most likely due to a reduction in light filtration by 
the inadequate ocular melanin pigment. 
Photophobia also was observed in other retinal 
diseases, such as Leber's congenital amaurosis 
and cone dystrophy, when pigment is not absent. 
A bonnet, hat, or visor can assist to protect the 
eyes from the sun, and some people with 
albinism choose tinted or protected eyewear to 
minimize light sensitivity [31,32]. 
 

2.6 Misrouting of Optic Fibers 
 
Though normal mammals have a variable, 
species-specific proportion of optic fibres that 
cross at the chiasm, albino animals' visual 
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pathways are consistently abnormal. In properly 
pigmented individuals, around 53% of the retinal 
fibers decussate at the chiasm. However, in 
human albinism, the aberrant chiasmic 
decussation of the retinal ganglion cells covers 
the posterior 20° of the temporal retina, resulting 
in an incorrect arrangement of fibers in the lateral 
geniculate and an altered representation of the 
eye in the visual cortex [33,34].  
 
When monocular visual evoked potentials are 
investigated, people with secondary OCA owing 
to HPS and CHS display occipital hemispheric 
asymmetry that is unique from normally 
pigmented individuals [35]. Although some 
researchers have had difficulty recording 
misrouting in patients with albinism, careful 
attention to methodology and stimulus type, as 
well as observation of the interocular 
hemispheric asymmetry detected with pattern 
onset-offset visual evoked potentials, allow 
differentiation of patients with albinism from 
patients with other diagnoses [36].  
 

3. FUNDUS HYPOPIGMENTATION, 
FOVEAL HYPOPLASIA, OPTIC NERVE 
HYPOPLASIA  

 
The "blond" fundus is a frequent finding in 
albinos due to the lack of melanin pigment in the 
retinal pigment epithelium and choroid. Choroidal 
vessels can be observed in the retinal periphery 
and are frequently detected in the macula. The 
transparency of the macula varies from person to 
person, although the cause for this is unknown 
[37]. A grading scale for macular transparency 
has previously been published, ranging from 
grade 1 (with clearly visible choroidal vessels) to 
grade 3 (with no choroidal vessels identifiable in 
the macula). Foveal hypoplasia and decreased 
vision occur not only in combination with rod 
monochromatism and aniridia, but also as a 
standalone finding and in association with other 
ocular disorders unrelated to albinism. The most 
prevalent cause of these ocular examination 
results, however, is albinism [38].  
 

When the fundus of a person with albinism is 
examined, the annular and foveal reflexes in the 
macula are usually absent. Interestingly, despite 
the presence of foveal hypoplasia in albinism, 
visual acuity ranges from 20/20 to 20/400 [39]. 
Although an angiographic study in 7 albino 
patients revealed only mottling of the pigment 
epithelium, the normal "wreathing" of the macula 
by the retinal vessels is frequently reported to be 
absent, and the retinal vessels can be disordered 

and may course directly through the expected 
area of the fovea. Histopathologic study of eyes 
from people with X-linked OA and tyrosinase-
negative OCA revealed a lack of foveal 
differentiation, the absence of a rod-free zone in 
the macula, reduced central cone density, and 
the absence of typical cylindrical foveal cones 
[40,41]. 

 
4. CONCLUSION 
 
Although numerous ocular symptoms are 
required for the diagnosis of albinism, the most 
clinically important and concerning is 
undoubtedly the loss of visual acuity. Vision 
impairment is the most common symptom in 
people with albinism. These should be 
addressed as soon as possible in order to 
maximize outcomes while minimizing social and 
educational consequences. Early examination 
and correction of visual impairments, as well as 
lifetime changes in risk factors, should be 
prioritized, as should early diagnosis. 
 
CONSENT  
 
It is not applicable. 
 

ETHICAL APPROVAL 
 
It is not applicable. 
 

COMPETING INTERESTS 
 
Authors have declared that no competing 
interests exist. 
 

REFERENCES 
 
1. Bolognia J, Jorizzo J, Schaffer J. 3rd ed. 

Saunders Elsevier; Philadelphia, PA. 
Dermatology; 2012.  

2. James WD, Berger TG, Elston DM. 
Saunders Elsevier; Philadelphia, PA. 
Andrews’ Diseases of the Skclinical 
Dermatology; 2011.  

3. Summers CG. Albinism: Classification, 
clinical characteristics, and recent findings. 
Optom Vis Sci. 2009;86:659–662.  

4. Okulicz JF, Shah RS, Schwartz RA, 
Janniger CK. Oculocutaneous albinism. J 
Eur Acad Dermatol Venereol. 
2003;17:251–256. 

5. Zühlke C, Stell A, Kasmann-Kellner B. 
Genetics of oculocutaneous albinism. 
Ophthalmologe. 2007;104:674–680. 



 
 
 
 

Albahlool et al.; JPRI, 33(40A): 300-308, 2021; Article no.JPRI.72063 
 
 

 
307 

 

6. Marçon CR, Maia M. Albinism: 
epidemiology, genetics, cutaneous 
characterization, psychosocial factors. An 
Bras Dermatol. 2019;94(5):503-520.  
DOI: 10.1016/j.abd.2019.09.023 

7. Hertle RW. Albinism: particular attention to 
the ocular motor system. Middle East Afr J 
Ophthalmol. 2013;20(3):248-255.  
DOI: 10.4103/0974-9233.114804 

8. Micale L, Augello B, Fusco C, Turturo MG, 
Granatiero M, Piemontese MR, et al. 
GPR143 mutational analysis in two Italian 
families with X-linked ocular albinism. 
Genet Test Mol Biomarkers. 2009;13:527–
31.  

9. Hutton SM, Spritz RA. A comprehensive 
genetic study of autosomal recessive 
ocular albinism in Caucasian patients. 
Invest Ophthalmol Vis Sci. 2008;49:868–
72. 

10. Han CG, O'Brien KJ, Coon LM, Majerus 
JA, Huryn LA, Haroutunian SG, Moka N, 
Introne WJ, Macnamara E, Gahl WA, 
Malicdan MCV, Chen D, Krishnan K, 
Gochuico BR. Severe bleeding with 
subclinical oculocutaneous albinism in a 
patient with a novel HPS6 missense 
variant. Am J Med Genet A. 2018; 
176(12):2819-2823. 

11. King RA, Summers CG. Albinism. 
Dermatol Clin. 1988;6:217-228.  

12. Witkop CJ Jr, Hill CW, Desnick S. 
Ophthalmologic, biochemical, platelet and 
ultrastructural defects in the various types 
of oculocutaneous albinism. J Incest 
Dennatol. 1973;60:443-456. 

13. Taylor WO. Visual disabilities of 
oculocutaneous albinism and their 
alleviation. Trans Ophthalmol Soc U K. 
1978;98:423-445. 

14. Silver JH. Low vision aids in the 
management of visual handicap. Br J 
Physiol Opt. 1976;31:47-87.  

15. Collins B, Silver J. Recent experiences in 
the management of visual impairment in 
albinism. Ophthalmic Paediatr Genet. 
1990;11:225-228. 

16. Wirtschafter JD, Denslow GT, Shine IB. 
Quantification of iris translucency in 
albinism. Arch Ophthalmol. 1973;90:274-
277. 

17. Abadi RV, Dickinson CM, Pascal E, et al. 
Retinal image quality in albinos: a review. 
Ophthalmic Paediatr Genet. 1990;11:171-
176. 

18. Szymanski KA, Boughman JA, Nance WE, 
et al. Genetic studies of ocular albinism in 

a large Virginia kindred. Ann Ophthalmol. 
1984;16:183-196.  

19. Charles SJ, Moore AT, Grant JW, et al. 
Genetic counselling in X-linked ocular 
albinism: clinical features of the carrier 
state. Eye. 1992;6:75-79. 

20. Palmer DJ, Miller MT, Rao S. Hermansky-
Pudlak oculocutaneous albinism: Clinical 
and genetic observations of six patients. 
Ophthalmic Paediatr Genet. 1983;3:147-
156. 

21. Margolis S, Siegel IM, Choy A, et al. 
Oculocutaneous albinism associated with 
Apert's syndrome. AmJ Ophthalmol. 1977; 
84:830-839.  

22. Holmes JM, Cronin CM. Duane syndrome 
associated with oculocutaneous albinism. J 
Pediatr Ophthalmol Strabismus. 1991;28: 
32-34. 

23. Izquierdo NJ, Townsend W, Maumenee 
Hussels IE. Ocular findings in 
HermanskyPudlak syndrome. Trans Am 
Ophthal Soc. 1995;93:191-202. 

24. Summers CG, Knobloch WH, Witkop CJ 
Jr, et al. Hermansky-Pudlak syndrome: 
ophthalmic findings. Ophthalmology, 1988; 
95:545-554. 

25. Collewijn H, Apkarian P, Spekreijse H. The 
oculomotor behaviour of human albinos. 
Brain. 1985;108:1-28.  

26.  Guyer DR, Lessell S. Periodic alternating 
nystagmus associated with albinism. J Clin 
Neuroophthalmol. 1986;6:82-85.  

27. Hoyt CS. Neurovisual adaptations to 
subnormal vision in children. Aust N Z J 
Ophthalmol. 1987;15:57-63.  

28. Abadi RV, Pascal E, Whittle J, et al. 
Retinal fixation behavior in human albinos. 
Optom Vis Sci. 1989;66:276-280.  

29. Abadi RV, Pascal E. Ocular motor 
behaviour of monozygotic twins with 
tyrosinase negative oculocutaneous 
albinism. BrJ Ophthalmol. 1994;78:349-
352. 

30. Gelbart SS, Hoyt CS. Congenital 
nystagmus: A clinical perspective in 
infancy. Graefes Arch Clin Exp 
Ophthalmol. 1988;226:178-180.  

31. Miller D, Farley VH, McLaughlin R,                      
et al. A light-shielded spectacle for                
albino patients. Ann Ophthalmol. 1972; 
4:611-612.  

32. Hoeft WW, Hughes MK. A comparative 
study of low-vision patients: Their ocular 
disease and preference for one sp.  

33. Guillery RW. Visual pathways in albinos. 
Sci Am. 1974;230:44-54.  



 
 
 
 

Albahlool et al.; JPRI, 33(40A): 300-308, 2021; Article no.JPRI.72063 
 
 

 
308 

 

34. Guillery RW, Okoro AN, Witkop CJ Jr. 
Abnormal visual pathways in the brain of a 
human albino. Brain Res. 1975;96:373-
377.  

35. Kupfer C, Chumbley L, Downer JC: 
Quantitative histology of optic nerve, optic 
tract and lateral geniculate nucleus of man. 
J Anat. 1967;101:393-401. 

36. Creel D, Witkop CJ Jr, King RA. 
Asymmetric visually evoked potentials in 
human albinos: Evidence for visual system 
anomalies. Invest Ophthalmol. 1974;13: 
430-440. 

37. O'Donnell FE Jr, Green WR, Fleischman 
JA, et al. X-linked ocular albinism in 
blacks: Ocular albinism cum pigmento. 
Arch Ophthalmol. 1978;96:1189-1192. 

38. O'Donnell FE Jr, Hambrick GW Jr, Green 
WR, et al. X-linked ocular albinism. An 
oculocutaneous macro melanosomal 
disorder. Arch Ophthalmol. 1976;94:1883-
1892. 

39. Gregor Z. The perifoveal vasculature in 
albinism. BrJ Ophthalmol. 1978;62:554-
557.  

40. Spedick MJ, Beauchamp GR. Retinal 
vascular and optic nerve abnormalities in 
albinism. J Pediatr Ophthalmol Strabismus. 
1986;23:58-63. 

41. Wack MA, Peachey NS, Fishman                         
GA. Electroretinographic findings                           
in human oculocutaneous albinism. 
Ophthalmology. 1989;96:1778- 1785. 

 

© 2021 Albahlool et al.; This is an Open Access article distributed under the terms of the Creative Commons Attribution License 
(http://creativecommons.org/licenses/by/4.0), which permits unrestricted use, distribution, and reproduction in any medium, 
provided the original work is properly cited.  
 
 

Peer-review history: 
The peer review history for this paper can be accessed here: 

https://www.sdiarticle4.com/review-history/72063 


