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Abstract
The term “pseudo’’ refers to ‘’lying, false, fake, simulation, imitation or spurious.’’ In ophthalmological literature, there
are many diseases/conditions/signs/phenomena that are considered as “pseudo.” A literature search was conducted on
the Medical Subject Headings website, and the keywords that were searched in the title and abstract were as follows:
(pseudo-), (fake), (false), (mimicker), (simulator), (masquerade), AND (condition) AND(causes) AND (ophthalmology)
OR (eye) OR (ocular) OR (ophthalmic) OR (cornea) OR (retina) OR (strabismus) OR (glaucoma). The search was restricted to English language. The major databases such as PubMed, Medline, Scopus, Google Scholar, OVID, EBSCO, and
Cochrane Library were searched or investigated for information. The objective of this review is to summarize common
‘‘pseudo’’ conditions in ophthalmology and their respective common causes. We believe that the knowledge of these
pseudo-conditions will provide significant benefits in the differential diagnosis of various ophthalmic disorders.
Keywords: Condition, fake, false, mimicker, masquerade, ophthalmology, pseudo, simulator.

Introduction
The term “pseudo’’ is a prefix that is derived from the word
“pseudes’’ in Greek language. It means “lying, false, fake,
simulation, imitation or spurious’’ (1, 2). In the search of
databases, such as PubMed or Google Scholar, there is no
article on pseudo-conditions found in ophthalmology that is
published in a scientific journal. On this topic, only a slide
presentation was detected in a web search (3). The literature search was conducted on Medical Subject Headings
website and restricted to only English language. The keywords that were searched in the title and abstract included
the following terms: (pseudo-), (fake), (false), (mimicker),
(simulator), (maquerade), AND (condition) AND (causes)
AND (ophthalmology) OR (eye) OR (ocular) OR (ophthalmic) OR(cornea) OR (retina) OR (strabismus) OR (glaucoma). Major databases such as PubMed, Medline, Scopus,
Google Scholar, OVID, EBSCO, and Cochrane Library were

searched for the abovementioned information. Here, the
objective of this review is to summarize common ‘‘pseudo’’
conditions or phenomena that are mentioned or present in
the ophthalmological literature, their respective common
causes, and their distinguishing features from true ones in
an alphabetical order.
Pseudo-Abducens palsy/Pseudo-Sixth cranial nerve palsy/Pseudo-Abduction deficit (thalamic esotropia) is a neurologic restriction in abduction with an intact abducens nerve. It can be
manifested during voluntary eye movements with the impairment of lateral gaze and full abduction in the vestibular–
ocular reflex (VOR) testing, the lack of ipsilateral esotropia
in the primary gaze, and adduction nystagmus of the contralateral eye if the weakly abducting eye is used for fixation.
The intact VOR shows the integrity of the infra-nuclear abducens nerve. Pseudo-abducens palsy is likely to be caused
by supranuclear or thalamic pathology and does not present
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with typical infra-nuclear abducens palsy findings. The main
causes of this pathology are myasthenia gravis, thyroid eye
disease, Duane’s retraction syndrome, medial orbital wall
fracture, longstanding esotropia, and convergence spasm. It
can be distinguished from a true abduction deficit via doll’s
head maneuver or by patching one eye for a short time (4-9).
Pseudo-Accommodation is defined as an increased depthof-focus in the pseudo-phakic eye. It occurs due to the static
optical properties, such as pupil size, astigmatism, and wavefront aberrations of cornea and the intraocular lens (IOL)
that do not depend on ciliary muscle actions, of the pseudophakic eye. It is different from pseudophakic accommodation, which is the dynamic change in the refractive state of
the eye because of the forward movement of the IOL–bag
complex (10,11).
Pseudo-Argyll Robertson pupil is an abnormal pupillary sign
that is characterized by a normal near reflex but with the
absence of a light reflex (light-near dissociation), absence of
miosis, and presence of pupillary irregularity. Argyll Robertson pupil is a highly specific sign of neurosyphilis that is defined by the emergence of bilateral pupils, which are small
and show a poorly constructive response to light beside a
light-near dissociation. Its common causes include the aberrant regeneration of third cranial nerve palsy following acute
traumatic and compressive but not vascular events, diabetes
mellitus, multiple sclerosis, Wernicke’s encephalopathy,
neurosarcoidosis, tumor, hemorrhage, and spinocerebellar
ataxia type 1 (12,13).
Pseudo-Cataract is a clinical entity similar to cataract that
manifests from the delivery of drug particles to the posterior lenticular surface following the intravitreal injection of
triamcinolone (14).
In Pseudo-Chalazion, the clinical entities mimic chalazion
and include a neurogenic tumor of the eyelid (neurilemmoma). It is a tumor that emerges in the meibomian glands
of the eyelid (sebaceous carcinoma) and is type of metastatic
tumor in the eyelid (15-17).
Pseudo-Convergence Insufficiency is a condition in which
there is a reduced point of convergence (NPC) and near
exophoria. The important characteristics, such as improved
NPC and reduction in near exophoria with the use of lowplus lenses, differentiate pseudo-convergence insufficiency from
convergence insufficiency (18, 19).
Pseudo-Cystoid macular edema (non-angiographic, non-leaking cystoid macular edema) is probably caused by the accumulation of intracellular fluid (intracellular edema), but not by
extracellular as developed in the true retinal edema, along
with toxicity in the Müller cells and subclinical extracellular leakage. It may occur in conditions such as X-linked
foveoschisis, myopic foveal schisis, Goldman Favre disease,
the pseudo-hole with an epiretinal membrane, nicotinic acid

Turgut et al., A Glossary for ‘’Pseudo’’ Conditions in Ophthalmology

maculopathy, some forms of retinitis pigmentosa, vitreomacular traction syndrome, and hydroxychloroquine and taxane
maculopathy (20-23).
Pseudo-Dendrite is a misnomer. It means “true dendrites’’
excluding those observed in typically and classically in herpetic keratitis. It is defined as raised, branching epithelial lesions or corneal ulceration with/or without associated punctate epithelial staining. The main causes of pseudo-dendrites
are acanthamoeba keratitis, corneal neurotrophic epitheliopathy, herpes/varicella-zoster keratitis, healing of a corneal
epithelial defect or corneal abrasion, epithelial rejection in a
corneal graft, contact lens wear, and toxic keratopathy secondary to topical medication (keratoconjunctivitis medicamentosa). Other causes include recurrent corneal erosion
syndrome (stromal dystrophy or epithelial basement membrane degeneration), tyrosinemia type II, and meibomian
gland disease (24-27).
Pseudo-Divergence excess is defined as the occurrence of
near exodeviation that increases up to 10 PD of distance deviation after prolonged monocular occlusion (the presence
of a larger exotropia) caused by an increased tonic fusional
convergence. The distance angle initially appears to be larger
than the near angle, but the deviation for near exodeviation
distance is similar when the near angle is remeasured with
the patient looking through +3.00 D lenses or after 30–60
minutes of monocular occlusion (28, 29).
Pseudo-Drusen Reticular is a clinical phenotype of
drusenoid deposits that are located between the sensorial
retina and retinal pigment epithelium (RPE) (the subretinal
space and above the level of the RPE), unlike drusen. They
are strongly associated with late age-related macular degeneration (AMD), particularly geographical atrophy, type 2
and 3 choroidal neovascularization. Reticular pseudo-drusen
(RPD) may also be observed in Sorsby’s fundus dystrophy,
pseudo-xanthoma elasticum, and acquired vitelliform lesions.
RPD is associated with an increased age and poor prognosis
in AMD. RPD may be characterized as pale, irregular sinusoidal, or annular single yellow lesions that more commonly
manifest in yellowish-white net-like patterns (reticular network pattern) because of the lobular anatomy of the choroid
in color fundus imaging as compared to soft drusen. True
drusen, an established marker for AMD, are the concentrated deposits of extracellular material found around the
macula. It has been demonstrated that RPD is associated
with a loss of choroidal small vessels and an increase in the
spaces between large choroidal veins not typical of AMDassociated drusen. RPD is usually observed at the superotemporal quadrant of the macula except for fovea, whereas
soft drusen are often localized in the area of fovea. RPD is
generally not accompanied by changes in RPE, and a fairly
uniform pattern appears over the large retinal areas. RPD
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was not associated with the deposition of basal laminar or
basal linear deposits. RPD can best be distinguished from
standard drusen via optical coherence tomography (OCT).
Tget appear as granular hyperreflective deposits located between the RPE layer and the ellipsoid zone on the OCT
scans. However, cuticular drusen and soft drusen present as
round punctate accumulations under RPE (30-34).
Pseudo-Duane’s Retraction Syndrome (DRS) is defined as the
presence of some amount of abduction. The globe retraction
and the narrowing of the palpebral fissure in the affected eye
occurs during abduction. True DRS is characterized by the
deficiency of abduction in the affected eye, globe retraction
with adduction, and narrowing of palpebral fissure on the
attempted abduction (35-37).
Pseudo-Duplication of the optic disc is defined as a normal
optic disc and a disc-like lesion with vascularity and chorioretinal atrophy adjacent to the normal optic disc. The
causes of the view of the doubled optic disc are optic disc
coloboma, peripapillary chorioretinal coloboma, and scarring (38-42).
Pseudo-Endophthalmitis is a clinical entity that simulates
the manifestation of endophthalmitis after the intravitreal
injection of triamcinolone acetonide and it often resolves
without specific treatment (43).
Pseudo-Enophthalmos may occur due to microphthalmia or
phthisic globe, upper eyelid ptosis and/or lower eyelid reverse
ptosis, and proptosis or pseudo-proptosis in the opposite eye,
superior sulcus volume loss, or elevated eyelid crease. Enophthalmos is a relative posterior displacement of a normal-sized
eye that concerns the bony orbital margin (44).
Pseudo-Epithelium cornea is defined as the multilayering of corneal endothelium that underlies the thickened
Descemet’s membrane. Its typical sample is posterior polymorphous dystrophy characterized by vesicles along with geographical or band-like opacities on Descemet’s membrane
(“tram-tracks”) (3-6).
Pseudo-Epitheliomatous hyperplasia is benign epithelial hyperplasia in conjunctiva or cornea. It may develop as a response to various inflammatory conditions such as vernal
keratoconjunctivitis (45,46).
Pseudo-Esotropia is characterized by the false appearance
of esotropia in the alignment of visual axes. It is the most
common type of pseudo-strabismus and may be caused by
myopia (due to negative angle kappa), a flat and broad nasal
bridge, prominent epicanthal folds, or a narrow interpupillary
distance that causes the observer to see less sclera nasally
than expected (3-6,47,48).
Pseudo-Exfoliation is a systemic syndrome whose ocular manifestations are characterized by the deposition of
whitish-gray fibrilo-granular protein on the lens capsule, iris,
ciliary body epithelium, corneal endothelium, zonules, and
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trabecular meshwork. It is not true exfoliation on the lenticular capsules. True exfoliation is defined as the splitting of
superficial zonular layer from the deeper layer because of
high heat resulting from glassblowing or infrared radiation
exposure of the anterior lenticular capsule (49,50).
Pseudo-Exotropia is most commonly caused by hypertelorism or abnormal interpupillary distance, temporal dragging of the maculadue to the retinopathy of prematurity, ectopic macula due to high myopia, congenital Toxocara scar
or folds in the retina, or positive angle kappa. Angle kappa is
the angle between the visual and anatomical axes. Normally,
the fovea is located temporally toward the anatomical center
of the posterior pole. A positive angle kappa defines a nasal
reflex to the center of both corneas because of the slightly
abduction of the eyes to obtain a bifoveal fixation (3-6,51).
Pseudo-Foster Kennedy Syndrome is defined as the presence
of optic atrophy or pallor in one eye and optic disc edema
in the other eye in the absence of an intracranial mass. The
literature has reported the cases of benign intracranial hypertension (pseudo-tumor cerebri), ischemic optic neuropathies, optic nerve hypoplasia, and diabetic papillopathy.
In contrast, true Foster Kennedy syndrome defines the presence of optic disc edema in one eye and optic atrophy in the
other eye due to compressive optic neuropathy and increasing intracranial pressure typically arising from an olfactory
groove meningioma and frontal lobe tumor (52,53).
Pseudo-Fovea is defined as an area other than the true
fovea centralis in the retina that is used for fixation on an
image. The individuals who have squint eyes since their childhood may have developed abnormal retinal correspondence
or a sensory adaptation in strabismus. In these cases, the
fovea is suppressed and another point (pseudo-fovea) in the
retina close to the visual center is perceived as the visual
center (54,55).
Pseudo-Fluorescence is defined as non-fluorescent–reflected light that is visible before fluorescein injection. Additionally, the blue light reflected from highly reflective fundus
lesions emits yellow-green light when stimulated by blue light
in the presence of mismatched filters without fluorescein.
The main causes of pseudo-fluorescence are myelinated
nerve fibers, white areas of the fundus, such as high myopia,
hard exudates, and chorioretinalatrophy or scars (56,57).
Pseudo-Graefe’s (pseudo-von Graefe, pseudo lid lag) sign is a
bizarre defect in ocular motility. It is defined as the elevation
of the upper eyelid on attempted adduction or depression. It
can occur as the aberrant regeneration or reinnervation of
the incorrect extraocular muscle by misdirected regenerating axons in third cranial nerve palsy and paramyotonia congenita. von Graefe’s sign is defined as the lagging or failure
of the upper eyelid on the downward rotation of the bulbus
and it is a sign of Graves' disease (4,58).
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Pseudo-Gerontoxon is characterized by a paralimbic band
of superficial scarring that resembles arcus senilis (segmentary arcus senilis). It can manifest in recurrent or previous
allergic eye diseases such as limbal, vernal (spring catarrhal),
or atopic keratoconjunctivitis. Gerontoxon (arcus senilis) is
commonly observed among the elderly people. It is developed by the deposition of lipids at the peripheral cornea
without any pathological significance. However, it can also
occur in familial hypercholesterolemia-anemias (59,60).
Pseudo-Glaucomatous cupping is the emergence of optic disc cupping in the absence of elevated IOP along with
other signs of glaucomatous optic neuropathy. The most
common causes are congenital cupping (physiologically large
optic cup), anterior or posterior ischemic optic neuropathy,
traumatic optic neuropathy, tumoral compressive optic neuropathy (due to the fusiform aneurysms of the intracranial
carotid arteries or tumors compressing the anterior visual
pathway), Leber’s hereditary optic neuropathy, and congenital optic disc anomalies such as coloboma, pit, or hypoplasia.
Additionally, cilioretinal artery occlusion is associated with
central retinal vein occlusion, anterior shock optic neuropathy, syphilis, radiation optic neuropathy, and methanol
poisoning. It may also be a cause of pseudo-glaucomatous
cupping (61-64).
Pseudo-Guttate (secondary guttata) is a transient, reversible
corneal endothelial edema that is commonly associated
with anterior segment pathology. It presents as a hyporeflective elevated shape without clear borders on confocal
microscopy, and as dark lesions on a slit-lamp exam with
specular illumination. It resolves over time and does not
involve Descemet’s membrane; these characteristics differentiate pseudo-guttate from primary corneal guttata. Primary guttata (guttae or true guttata) is characterized by
the outpouchings of the Descemet’s membrane, whereas
pseudo-guttata are transient and completely reversible areas of endothelial edema without Descemet’s involvement.
The conditions and surgeries associated with pseudo-guttata
include all the infectious types of keratitis iritis; endotheliitis; post-surgical inflammation such as corneal conductive,
laser, or incisional refractive surgery interventions; YAG
laser iridotomy/capsulotomy, pterygium surgery, cataract
surgery, IOL explantation/implantation, glaucoma surgery,
vitreoretinal procedures and medication toxicity (fortified
vancomycin, benzalkonium chloride, toxic anterior segment
syndrome, miostat, mitomycin C, intravitreal injection, anti-glaucoma medications, angiotensin-converting-enzyme
inhibitors); endophthalmitis; glaucoma; and blunt traumatic,
thermal, chemical, UV, and infrared injuries of cornea and
contact lens keratopathy (65).
Pseudo-Hole in macula mimics the clinical appearance of a
macular hole. It is most commonly observed in association
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with the contraction of epiretinal membrane, vitreomacular
traction syndromes, proliferative diabetic retinopathy, rhegmatogenous retinal detachment, intraocular inflammation,
trauma, and venous occlusive disease. OCT demonstrates
the steepening of foveal contour, the presence of full-thickness retinal tissue, and the reflective epiretinal membrane
layer on the surface of the retina. Fluorescein angiography
often reveals normal fluorescence except in the presence of
traction-induced retinal vascular disruption (66, 67).
Pseudo-Hypertropia is the appearance of vertically misaligned eyes where one eye appears to be higher than the
other. It can be caused by a vertically displaced macula from
the retinopathy of prematurity or toxocariasis, eyelid retraction, facial asymmetry, orbital tumors, mucocele or trauma
to the orbital floor via hypoglobus, or vertical and superior
displacement of the globe. The light reflex test and covering
test show it to be orthophoric (68).
Pseudo-Hypopyon is the appearance of similar hypopyon
because of intravitreal or intracameral triamcinolone, emulsified silicone or phacolytic glaucoma (anterior pseudo-hypopyon) or retinoblastoma, leukemia, and Stage 3 best macular dystrophy (posterior pseudo-hypopyon) (69-73).
Pseudo-Inferior oblique overaction syndrome is defined as a
strabismus having a Y pattern with exotropia in upgaze. There
is a marked abduction and hypertropia of the adducting eye
when elevation is performed in the side gaze, but there is no
hypertropia of the adducting eye in the horizontal side gaze.
The main theories proposed for the pathophysiology of this
syndrome include an aberrant innervation between the superior and lateral rectus muscles as well as a heterotopic
muscle pulley or the displacement of superior rectus muscle
pulley toward the lateral rectus. In contrast, patients with
true inferior oblique overaction syndrome present with the
hypertropia of the adducting eye in the horizontal side gaze.
Patients with pseudo-inferior oblique overaction syndrome
do not respond to a surgical weakening of inferior oblique
muscles (74).
Pseudo-Inflammatory (Sorsby's) macular dystrophy is a rare
disease that typically occurs in late middle age and causes
bilateral visual loss. Inheritance is autosomal dominant with
full penetrance. Clinically, early, mid-peripheral, drusen,
and color vision deficits are found in the affected patients.
Some patients complain of night blindness. Most commonly,
the presenting symptom is sudden acuity loss because of
untreatable submacular neovascularization. Histologically,
there is the accumulation of a confluent lipid-containing material having a thickness of 30 μm at the level of Bruch's
membrane. The ERG is initially normal but may become subnormal in the later stage of the disease (75,76).
Pseudo-Internuclear Ophthalmoplegia (INO) is characterized
by the weakness in muscles, adduction restriction, and con-
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tralateral abduction nystagmus in the cases in which there
is no lesion in the central nervous system. Pseudo-INO results from peripheral conduction defects or an intermittent
blockage of neuromuscular conduction to the extraocular
muscles. It can also be a clinical manifestation of ocular myasthenia gravis, Guillain–Barré syndrome (GBS), or the Miller–
Fisher Syndrome (a variant of GBS). The extraocular muscle
weakness can rarely produce a pseudo-INO. True INO is an
abnormality of conjugate horizontal eye movement that is
characterized by the failure of adduction in one eye and nystagmus in the abducting eye because of the damage caused
often by multiple sclerosis (often bilateral) or ischemic damage or stroke (often unilateral) to the medial longitudinal
fasciculus, which is a myelinated tract of fibers responsible
for yoked eye movements (77-79).
Pseudo-Isochromatic color plate tests (Ishihara/Hardy Rand
Rittler charts) include charts with the colored dots of various
hues and shades indicating numbers, letters, or patterns. It is
used for quickly and grossly testing color discrimination or
acquired color loss and central visual dysfunction (80).
Pseudo-Membrane in the conjunctiva is characterized by a
coagulated fibrin-rich exudate that adheres to the inflamed
conjunctival epithelium without blood or lymphatic vessels.
Its removal does not causes bleeding because it can be peeled
away while leaving the underlying conjunctival epithelium intact. The main causes of a conjunctival pseudomembrane
are adenoviral or bacterial conjunctivitis (Streptococcus family, Corynebacterium diphtheriae), Stevens–Johnson syndrome,
ligneous conjunctivitis, graft versus host disease, toxic exposure to the conjunctival surface. The true conjunctival membrane is formed by the coagulum of exudate over substantia
propria, and its removal causes bleeding and tearing in the
conjunctival surface (81,82).
Pseudo-Myopia is often caused by the spasm of the near
reflex that may most frequently occur in young females.
During excessive near work, there is an occurrence of a
transient ciliary muscular spasm, which relaxes the zonular
fibers. However, the ciliary muscle cannot relax even during
the distant gaze. This functional condition causes the eye to
appear to be myopic. Its main signs include miosis, diplopia,
visual blurring, and headache. Ciliary spasm may be triggered
during the examination of eye movements (83).
Pseudo-Ocular Pemphigoid (medication-induced pemphigoid)
is clinically identical to ocular cicatricial pemphigoid (OCP)
because of the long-term use of some topical medications including echothiophate iodide, pilocarpine, epinephrine, practolol, timolol, idoxuridine, D-penicillamine, and demecarium
bromide. The characteristics such as the observation of its
resolution following discontinuation of the relevant agent
differentiate pseudo-ocular pemphigoid from OCP (84,85).
Pseudo-Operculum is a semi-translucent pre-foveal tissue
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resulting from spontaneous vitreo-foveal separation. It contains vitreous condensation without neurosensory retinal
components. Histopathological examination suggests the
presence of proliferative and reparative fibrous astrocytes
and Müller cells. An early recognition of pseudo-operculum
points toward the presence of underlying impending macular
holes (86,87).
Pseudo-Orbital/preseptal cellulitis is a clinical entity mimicking orbital cellulitis that can occur after sub-tenon antineoplastic drug (carboplatin) injections. Diseases such as
noninfectious inflammation (idiopathic orbital pseudotumor,
sarcoidosis, Graves orbitopathy, Wegener’s granulomatosis),
ruptured dermoid cyst, rhabdomyosarcoma, lymphangioma,
neuroblastoma, extrascleral spread, and necrosis of intraocular melanoma, metastatic disease to the orbit should be
considered in the presence of pseudo-orbital/preseptal cellulitis (88, 89).
Pseudo-Papilledema is not a true disc swelling. Optic discs
appear like swollen or raised without edema of the retinal
nerve fiber layer secondary to ocular disorders such as peripapillary masses, astrocytic hamartomas, optic disc drusen,
congenitally anomalous discs, hypoplastic optic discs, hypermetropia, Leber’s hereditary optic neuropathy, tilted as
optic disc, small optic discs (<2 mm3), peripapillary myelinated nerve fibers and crowded optic disc in hypermetropia,
epi-papillary glial tissue in Bergmeister’s papillae, optic disc
infiltration by neoplastic or inflammatory cells, or scleral
infiltration, vitreo-papillary traction, orbital hypotelorism,
and Alagille syndrome (arterio-hepatic dysplasia). The vessels surrounding the disc are not obscured, the disc is not
hyperemic, and the peripapillary nerve fiber layer is normal.
Spontaneous venous pulsations, if present, strongly suggest
pseudo-papilledema. Nerve fiber layer hemorrhages are absent in pseudo-papilledema (90).
Pseudo-Parinaud syndrome is a clinical entity that mimics
Parinaud syndrome. It is characterized by the presence of
the binocular elevation palsy and bilateral eyelid retraction
instead of ptosis (91).
Pseudo-Phakia occurs following the implantation of an artificial lens after the surgical extraction of crystalline lens.
Pseudo-Plasticity is defined as the ability to turn from gel
to liquid or liquid-like substance under pressure. Most ocular
viscoelastic devices (OVD) such as sodium hyaluronate and
methylcellulose behave in that way because of their pseudoplasticity with lower viscosity at higher shear rates, whereas
some OVDs such as chondroitin sulfate do not exhibit pseudo-plasticity because of their constant viscosity. Pseudoplasticity provides the substance to easily inject and remove
at increasing flow rates through a small gage cannula (92).
Pseudo-Plus-Minus Lid Syndrome is characterized by unilateral ptosis accompanied by a contralateral eyelid retraction
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caused by a mesencephalic infarct. The first type is associated with the lesions of the midbrain region of the nucleus
of the posterior commissure extending to the third nerve
fascicle on the ptotic side. No change of lid retraction when
the ptotic lid is manually raised can be observed. The second
type is usually observed for lesions at or distal to the neuromuscular junction and occurs when the lid retraction of one
eye is relieved by manually elevating the contralateral ptotic
lid. It most commonly occurs in myasthenia gravis (93).
Pseudo-Polycoria is defined as the opening of accessory
pupillary membrane. Pseudo-polycoria is often associated
with Seckel syndrome, iridocorneal endothelial syndrome,
posterior polymorphous dystrophy, juvenile glaucoma,
ectropion uveae, iris atrophy, corectopia, iris trauma, or
surgery. Polycoria is a pathological condition of the eye that
is characterized by more than one pupillary opening in the
iris. The presence of constriction of the accessory pupil in
polycoria when the true pupil is dilated assists in differentiating between pseudo-polycoria and polycoria. True pupillary
retains as an intact sphincter muscle, reacts to light, and synchronously contracts and can dilate with mydriatics (94-98).
Pseudo-Presumed ocular histoplasmosis syndrome (POHS) is
a condition in which there is an occurrence of chorioretinal
lesions that resembles those observed in patients with presumed ocular histoplasmosis. In contrast to patients with
POHS, the patients with pseudo-POHS have associated vitreous inflammation. This entity includes multifocal choroiditis with panuveitis, punctate inner choroidopathy, and ocular
ischemic syndrome (ischemic pseudo-iritis) (99-103).
Pseudo-Proptosis is defined as a false proptotic view of the
globe without its anterior displacement from the orbit. It may
be caused by contralateral enophthalmos, contralateral ptosis, facial asymmetry, shallow orbit, ipsilateral lid retraction, or
contralateral enophthalmos, ipsilateral large globe (buphthalmos/myopia). Proptosis is caused by the abnormal protrusion
or displacement of the globe, ipsilateral lid retraction, contralateral enophthalmos, contralateral small eye, contralateral
ptosis, facial nerve palsy, bilateral asymmetric proptosis, or
Iatrogenic pseudo-proptosis due to the lid retraction caused
phenylephrine eye drops in a single eye or oversized prosthesis. It may arise from other vascular, endocrine, inflammatory,
neoplastic ocular, or orbital pathologies (104).
Pseudo-Pterygium defines a conjunctival fold that may adhere to any quadrant of the cornea of the conjunctiva to the
peripheral cornea. It is often stationary. Pseudo-pterygium
may result from a peripheral corneal ulcer and ocular surface inflammation such as cicatrizing conjunctivitis, chemical
burns, or chronic mechanical irritation from contact lens
movement with an inadequate ocular surface lubrication.
Pterygium is defined as a raised triangular growth on the
corneal limbus, with an apex or head located on the cornea
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and a degenerative condition of unknown etiology. Ptergyum
growths tend to be oriented laterally in the interpalpebral
fissure on either the nasal or temporal side of the cornea
and adhering to the corneal epithelium. In pterygium, a hook
or probe cannot pass under the neck of pterygium tissue and
it can be elevated with forceps, whereas this procedure can
be performed in pseudo-pterygium (105).
Pseudo-Ptosis is a condition that mimics ptosis due to abnormalities other than resulting for the upper eyelid retractor muscles. It can be caused by hypotropia on the ptotic
side, contralateral exophthalmos, contralateral lid retraction, blepharospasm, brow ptosis, double elevator palsy, dermatochalasis, enophthalmos, ipsilateral hypotropia, enophthalmos/phthisis bulbi, anophthalmos/microphthalmos, and
severe dermatochalasis. Ipsilateral hypotropia disappears
when the hypotropic eye assumes fixation on covering the
normal eye. Ptosis is defined as the drooping or falling of the
upper eyelid on bulbus in various types such as myogenic,
neurogenic, mechanical, and aponeurotic (involutional)
mechanisms (106).
Pseudo-Retinitis Pigmentosa includes the conditions or
diseases that can mimic the fundal pigmentary changes in
retinitis pigmentosa. Most common causes include the presence of an intraocular foreign body; drug-induced pigmentary retinopathy due to thioridazine, chloroquine, hydroxychloroquine, quinine, and phenothiazine; infectious diseases
such as toxoplasmosis, rubella, measles, syphilis, borreliosis;
ocular inflammation such as optic disc vasculitis, chronic
uveitis, and Vogt–Koyanagi–Harada syndrome; scars from
chronic central serous chorioretinopathy, laser photocoagulation, old or treated retinal detachment, trauma, cancerassociated retinopathy, central retinal artery occlusion; and
ophthalmic artery occlusion (107).
Pseudo-Retinoblastoma includes clinically similar lesions to
retinoblastoma. It has been reported that approximately half
of all patients referred to an ocular oncology center with the
diagnosis of possible retinoblastoma had pseudo-retinoblastoma. Its common causes are Coats’ disease and persistent
fetal vasculature or persistent hyperplastic primary vitreous,
retrolental fibroplasia, or retinopathy of prematurity and
posterior cataracts. However, ocular toxocariasis, familial exudative vitreoretinopathy, fundus coloboma, or unattached retina may cause pseudo-retinoblastoma (108-109).
Pseudo-Rubeosis iridis (RI) is known as the occurrence of
iris neovascularization due to the view of actually dilated
or tortured normal iridial vessels. Abnormal iris vessels are
very common in Fuch’s uveitis. In RI, pathological iris neovascularization can occur in chronic inflammatory eye diseases,
central retinal vein occlusion, posterior uveitis with retinal
disperfusion, diabetic retinopathy, and neovascular glaucoma.
Normal iris vessels course radially in contrast to the irreg-
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ular distribution of neovascularization. Fluorescein angiography reveals the leakage from iris vessels in RI. Pseudo-RI
does not show any extravasation or leakage of fluorescein.
However, the leakage can also be rarely observed especially
awith pseudo-RI in the eyes with active inflammation (110).
Pseudo-Trichiasis is caused by involutional entropion or
longstanding entropion (3-6).
Pseudo-Tumor orbit is also known as an idiopathic orbital
inflammatory syndrome that is characterized by a nonspecific idiopathic inflammatory, non-neoplastic, non-infective,
space-occupying, and infiltrative disease of any or whole orbital soft tissues (muscle, the lacrimal gland, or sclera). Its
clinical findings include eyelid erythema or edema, palpable
mass, decreased vision, conjunctival hyperemia or edema,
uveitis, hyperopic shift, and optic nerve edema. The imaging procedures may show the thickening of one or more
extraocular muscles, such as the tendons, enlargement of
lacrimal gland, or thickening of the posterior sclera. It simulates a tumor but gets resolved spontaneously (111,112).
Pseudo-Uveal Melanoma is defined as the conditions that
simulate choroidal melanoma. Its most common causes are
choroidal nevus, peripheral exudative hemorrhagic chorioretinopathy, congenital hypertrophy of the RPE, hemorrhagic RPE detachment, choroidal hemangioma, vaso-proliferative tumors of the retina, AMD, RPE hyperplasia, and any
pathology that may cause choroidal hemorrhage (113-116).
Pseudo-Uveitis is a type of ocular masquerade syndrome.
It can be caused by malignant conditions such as primary
lymphoma in the central nervous system, intraocular lymphoma, leukemia, and also non-malignant conditions such as
retained intraocular foreign body, rhegmatogenous retinal
detachment, myopic degeneration, pigment dispersion syndrome, ocular ischemic syndrome, infectious intraocular inflammation, retinitis pigmentosa, multiple sclerosis, and drug
and post-vaccination reactions (117-119).
Disclosures
Peer-review: Externally peer-reviewed.
Conflict of Interest: None declared.
Authorship Contributions: Involved in design and conduct of
the study (BT, SGK); preparation and review of the study (BT,
SGK); data collection (BT, SGK).

References
1.
2.

3.

Pseudo-. Wikipedia article. Available at: https://en.wikipedia.
org/wiki/Pseudo-. Accessed Apr 15, 2020.
Medical Dictionary. Pseudo-. Available at: https://medical-dictionary.thefreedictionary.com/pseudo-. Accessed Apr 15,
2020.
Slideshare. Pseudo-Ophthalmology. Available at: https://www.
slideshare.net/AhmedAlsherbiny/pseudoophthalmology. Accessed Apr 15, 2020.

159

4.
5.

6.

7.

8.

9.

10.
11.

12.
13.

14.
15.

16.

17.

18.

19.

20.

Larner AJ. A Dictionary of Neurological Signs. 3rd ed. New
York: Springer Verlag New York; 2010. p. 259–301. [CrossRef ]
Kanski J, Bowling B. Strabismus. Kanski's Clinical Ophthalmology. 8th ed. A Systematic Approach. Philadelphia: Elsevier-Saunders Ltd; 2016. p. 727–72.
Wong TY, ChongWGW, Yap ZL, Farooqui S. The Ophthalmology Examinations Review. 3rd ed. Singapour: World Scientific Publishing Co Pte Ltd; 2019. [CrossRef]
Cantore WA. Abducens/cranial nerve VI palsy sıxth (VI) nerve
palsy. In: Willis Eye, editor. Institute 5-Minute Ophthalmology
Consult. Philadelphia: Wolters Kluwer Lippincott Williams &
Wilkins, 2012. p. 46.
Reid MS, DePoe SA, Darner RL, Reid JP, Slagle WS. Clinical presentation of pseudo-abducens palsy. Optom Vis Sci
2015;92:S76–80. [CrossRef]
Khayambashi S, Fridhandler JD, Teal P, Barton JJ, Mann SK.
Teaching Video NeuroImages: Thalamic infarct with pseudo-abducens and vertical gaze palsies and an unusual stroke
mechanism. Neurology 2016;87:e60.
Patel R, Wang L, Koch DD, Yeu E. Pseudoaccommodation. Int
Ophthalmol Clin 2011;51:109–18. [CrossRef]
Pallikaris IG, Kontadakis GA, Portaliou DM. Real and pseudoaccommodation in accommodative lenses. J Ophthalmol
2011;2011:284961. [CrossRef]
Thompson HS, Kardon RH. The Argyll Robertson pupil. J
Neuroophthalmol 2006;26:134–8. [CrossRef]
Mabuchi K, Yoshikawa H, Takamori M, Yokoji H, Takahira M.
Pseudo-Argyll Robertson pupil of patients with spinocerebellar ataxia type 1 (SCA1). J Neurol Neurosurg Psychiatry
1998;65:612–3. [CrossRef]
Jain A, Vishwanath MR, Charles SJ. Triamcinolone pseudo-cataract. Ann Ophthalmol (Skokie) 2006;38:67–8. [CrossRef ]
Nemoto Y, Arita R, Mizota A, Sasajima Y. Differentiation
between chalazion and sebaceous carcinoma by noninvasive
meibography. Clin Ophthalmol 2014;8:1869–75. [CrossRef ]
Ozdal PC, Codère F, Callejo S, Caissie AL, Burnier MN.
Accuracy of the clinical diagnosis of chalazion. Eye (Lond)
2004;18:135–8. [CrossRef]
Othman IS. Pathology of the eyelid. Ophthalmic Pathology Interactive with Clinical Correlation. Amsterdam: Kugler Publications, SPB Academic Publishing; 2009. p. 26–67.
Miller NR. Functional neuro-ophthalmology. In: Kennard C,
Leigh RJ, editors. Handbook of Clinical Neurology Vol 102.
USA: Elsevier; 2011. p. 493–513. [CrossRef]
Taub MB, Harris P. The case of the blinking girl: could this
child's chronic blinking be due to a visual problem? If so, how
would you help her?. Review of Optometry 2015;152:26+.
Available at: https://go.gale.com/ps/anonymous?id=GALE%7CA404036069&sid=googleScholar&v=2.1&it=r&linkaccess=abs&issn=1930160X&p=AONE&sw=w. Accessed Apr
15, 2020.
Sahay P, Ravani R, Kumar A. Cystoid macular edema. In: Kumar A, Ravani R, Kusaka S, editors. Retina: Medical & Surgical

160

21.
22.

23.

24.

25.
26.
27.
28.

29.

30.

31.
32.

33.

34.

35.
36.
37.

38.

39.

Turgut et al., A Glossary for ‘’Pseudo’’ Conditions in Ophthalmology

Management. New Delhi: Jaypee Brothers Medical Publishers;
2018. p. 232–7.
Farag M. Non leaking cystoid macular edema. The Egyptian
Journal of Hospital Medicine 2014;57:444–9. [CrossRef]
Parikh VS, Modi YS, Au A, Ehlers JP, Srivastava SK, Schachat
AP, et al. Nonleaking Cystoid Macular Edema as a Presentation of Hydroxychloroquine Retinal Toxicity. Ophthalmology
2016;123:664–6. [CrossRef]
Santos D, Hwang R. Cystoid macular edema. In: Medina C,
Townsend J, Singh A, editors. Manual of Retinal Diseases.
Cham: Springer; 2016. p. 415–20. [CrossRef]
Jain V, Sridhar MS, Vaddavalli PK, Sangwan V. Pseudodentritic
keratitis associated with meibomitis in young healthy males.
Eye (Lond) 2007;21(6):826–8. [CrossRef]
Marsh RJ, Cooper M. Ophthalmic zoster: mucous plaque keratitis. Br J Ophthalmol 1987;71:725–8. [CrossRef]
Cobo LM. Corneal complications of herpes zoster ophthalmicus. Prevention and treatment. Cornea 1988;7:50–56.
Pavan-Langston D, McCulley JP. Herpes zoster dendritic keratitis. Arch Ophthalmol 1973;89:25–9. [CrossRef]
Arnoldi KA, Reynolds JD. Diagnosis of pseudo-divergence excess exotropia secondary to high accommodative convergence
to accommodation ratio. Am Orthopt J 2006;56:133–7.
Farzavandi S. Exotropia. Color Atlas of Strabismus Surgery:
Strategies and Techniques. New York: Springer Science Business Media; 2007. p. 42–51. [CrossRef]
Rabiolo A, Sacconi R, Cicinelli MV, Querques L, Bandello F,
Querques G. Spotlight on reticular pseudodrusen. Clin Ophthalmol 2017;11:1707–18. [CrossRef]
Wightman AJ, Guymer RH. Reticular pseudodrusen: current
understanding. Clin Exp Optom 2019;102:455–62. [CrossRef]
Querques G, Srour M, Massamba N, Puche N, Souied EH.
Reticular pseudodrusen. Ophthalmology 2013;120(4):872–
872.e4. [CrossRef ]
Zweifel SA, Spaide RF, Curcio CA, Malek G, Imamura Y. Reticular pseudodrusen are subretinal drusenoid deposits. Ophthalmology 2010;117:303–12.e1. [CrossRef]
Finger RP, Wu Z, Luu CD, Kearney F, Ayton LN, Lucci LM, et
al. Reticular pseudodrusen: a risk factor for geographic atrophy in fellow eyes of individuals with unilateral choroidal neovascularization. Ophthalmology 2014;121:1252–6. [CrossRef]
Duane TD, Schatz NJ, Caputo AR. Pseudo-Duane’s retraction
syndrome. Trans Am Ophthalmol Soc 1976;74:122–9.
Khan AO. Inverse globe retraction syndrome complicating recurrent pterygium. Br J Ophthalmol 2005;89:640–1. [CrossRef]
Herzau V. Infranuclear disorders of ocular motility. In: Schiefer U, Wilhelm H, Hart W, editors. Clinical Neuro-Ophthalmology-A Practical Guide. Berlin: Springer Science & Business
Media; 2007. p. 137–54. [CrossRef]
Dar N, Rubowitz A. Pseudo-duplication of the optic disc with
maculo-schisis in a 9-year-old patient. Am J Ophthalmol Case
Rep 2018;10:198–200. [CrossRef]
McLoone EM, Buchanan TM. Duplication of the optic disc:

40.
41.
42.

43.
44.
45.

46.

47.

48.
49.
50.
51.
52.

53.

54.

55.

56.

57.

true or pseudo? A coloboma or not a coloboma? Eur J Ophthalmol 2004;14:163–5. [CrossRef]
Young S, Ng JK, Gaynon MW. Pseudo duplication of the optic
Disk. Retin Cases Brief Rep 2011;5:144–5. [CrossRef ]
Padhi TR, Samal B, Kesarwani S, Basu S, Das T. Optic disc
doubling. J Neuro Ophthalmol 2012;32:238–9. [CrossRef ]
Islam N, Best J, Mehta JS, Sivakumar S, Plant GT, Hoyt
WF. Optic disc duplication or coloboma? Br J Ophthalmol
2005;89:26–9. [CrossRef]
Sutter FK, Gillies MC. Pseudo-endophthalmitis after intravitreal injection of triamcinolone. Br J Ophthalmol 2003;87:972–4.
Athanasiov PA, Prabhakaran VC, Selva D. Non-traumatic
enophthalmos: a review. Acta Ophthalmol 2008;86:356–64.
Mohebbi M, Ameli K, Mafi M, Bashiri A, Mahbod M. Pseudoepitheliomatous Hyperplasia as a Limbal Mass Mimicking
Nodular Episcleritis. Korean J Ophthalmol 2016;30:148–9.
Malhotra C, Jain AK, Thapa B. Limbal pseudoepitheliomatous
hyperplasia mimicking ocular surface squamous neoplasia in
palpebral vernal keratoconjunctivitis. Case Rep Ophthalmol
Med 2013;2013:527230. [CrossRef]
Wei N, Qian X, Bi H, Qi X, Lu H, Wei L, et al. Pseudoesotropia in Chinese Children: A Triphasic Development of the
Interepicanthal Folds Distance-to-Interpupillary Distance
Ratio and Its Changing Perception. Aesthetic Plast Surg
2019;43:420–7. [CrossRef]
Nelson LB, Catalano RA. Esodeviations. Wills eye strabismus
atlas. 2nd ed. London: JP Medical Ltd; 2014. p. 79–90. [CrossRef ]
Ariga M, Nivean M, Utkarsha P. Pseudoexfoliation Syndrome.
J Curr Glaucoma Pract 2013;7:118–20. [CrossRef ]
Elschnig A. Ablösung der Zonulalamelle bei Glasbläsern. Klin
Monatsbl Augenheilkd 1922;69:732–4.
Nelson LB, Catalano RA. Exodeviations. Wills eye strabismus
atlas. 2nd ed. London: JP Medical Ltd; 2014. p. 91–8. [CrossRef ]
Vignesh AP, Srinivasan R. Pseudo-foster kennedy syndrome
due to diabetic papillopathy. Adv Ophthalmol Vis Syst
2015;2:112–3. [CrossRef]
Lotfipour S, Chiles K, Kahn JA, Bey T, Rudkin S. An unusual
presentation of subfrontal meningioma: a case report and literature review for Foster Kennedy syndrome. Intern Emerg
Med 2011;6:267–9. [CrossRef]
Cideciyan AV, Aguirre GK, Jacobson SG, Butt OH, Schwartz
SB, Swider M, et al. Pseudo-fovea formation after gene therapy
for RPE65-LCA. Invest Ophthalmol Vis Sci 2014;56:526–37.
Wright KW. Sensory aspects of strabismus. In: Wright KW,
Spiegel PH, editors. Pediatric Ophthalmology and Strabismu. New York: Springer Science & Business Media; 2003. p.
172–88. [CrossRef]
Machemer R, Norton EW, Gass JD, Choromokos E. Pseudofluorescence--a problem in interpretation of fluorescein angiograms. Am J Ophthalmol 1970;70:1–10. [CrossRef]
Agarwal A. Fundus Fluorescein and Indocyanine Green Angiography: A Textbook and Atlas. New Jersey: SLACK Incorporated; 2008. p. 28.

Turgut et al., A Glossary for ‘’Pseudo’’ Conditions in Ophthalmology

58. Cline D, Hofstetter HW, Griffin JR. Dictionary of Visual Science. 4th ed. Boston: Butterworth-Heinemann; 1997.
59. Jeng BH, Whitcher JP Margolis TP. Pseudogerontoxon. Clin
Exp Ophthalmol 2004;32:433–4. [CrossRef]
60. Starck T, Hersh PS, Kenyon KR. Corneal dysgeneses, dystrophies, and degenerations. In: Albert DM, Jakobiec FA, editors.
Principles and Practice of Ophthalmology, Vol. 1. Philadelphia:
W. B. Saunders Co; 1994. p. 13–76.
61. Gupta PK, Asrani S, Freedman SF, El-Dairi M, Bhatti MT.
Differentiating glaucomatous from non-glaucomatous optic
nerve cupping by optical coherence tomography. Open Neurol J 2011;5:1–7.
62. Dias DT, Ushida M, Battistella R, Dorairaj S, Prata TS. Neurophthalmological conditions mimicking glaucomatous optic
neuropathy: analysis of the most common causes of misdiagnosis. BMC Ophthalmol 2017;17:2. [CrossRef]
63. Zhang YX, Huang HB, Wei SH. Clinical characteristics of nonglaucomatous optic disc cupping. Exp Ther Med 2014;7:995–9.
64. Ambati BK, Rizzo JF 3rd. Nonglaucomatous cupping of the
optic disc. Int Ophthalmol Clin 2001;41:139–49. [CrossRef]
65. Moshirfar M, Y Liu H, Vaidyanathan U, Somani AN, Hopping
GC, Barnes JR, et al. Diagnosis and Management of Pseudoguttata: A Literature Review. Med Hypothesis Discov Innov
Ophthalmol 2019;8:156–62.
66. Allen AW Jr, Gass JD. Contraction of a perifoveal epiretinal membrane simulating a macular hole. Am J Ophthalmol
1976;82:684–91. [CrossRef]
67. Haouchine B, Massin P, Tadayoni R, Erginay A, Gaudric A.
Diagnosis of macular pseudoholes and lamellar macular
holes by optical coherence tomography. Am J Ophthalmol
2004;138:732–9. [CrossRef]
68. Nelson LB, Catalano RA. Cyclovertical. Wills eye strabismus
atlas. 2nd ed. London: JP Medical Ltd; 2014. p. 103–8. [CrossRef]
69. Fan RF, Ling YH. Pseudohypopyon--an unusual presenting sign
in retinoblastoma. Singapore Med J 1991;32:368–70.
70. Kraushar MF, Margolis S, Morse PH, Nugent ME. Pseudohypopyon in Best's vitelliform macular dystrophy. Am J Ophthalmol 1982;94:30–7. [CrossRef]
71. Bielory BP, Dubovy SR, Sinclair JC, Wykoff C, Murray TG.
Pseudohypopyon as a clinical manifestation in metastatic lung
carcinoma. Ophthalmic Surg Lasers Imaging 2012;43:e1–e4.
72. Dorrepaal SJ, Margolin EA, Wang C. Bilateral pseudohypopyon as a presenting feature of recurrent diffuse large
B-cell lymphoma. J Neuroophthalmol 2010;30:67–9. [CrossRef]
73. Chen SD, Lochhead J, McDonald B, Patel CK. Pseudohypopyon after intravitreal triamcinolone injection for the
treatment of pseudophakic cystoid macular oedema. Br J
Ophthalmol 2004;88:843–4. [CrossRef]
74. Akbari M, Salabati M, Mahmoudzadeh R, Mirmohammadsadeghi A. Pseudo inferior oblique overaction, clinical findings,
mechanism, and surgical outcomes. Graefes Arch Clin Exp
Ophthalmol 2019;257:2043–7. [CrossRef]
75. Tsang SH, Sharma T. Sorsby pseudoinflammatory fundus dys-

161

76.
77.

78.
79.
80.

81.

82.
83.
84.

85.

86.

87.
88.

89.

90.

91.

92.

trophy. In: Tsang S, Sharma T, editors. Atlas of inherited retinal diseases. Advances in Experimental Medicine and Biology
vol 1085. Cham: Springer; 2018. p. 105–8. [CrossRef ]
Gregory-Evans K. What is Sorsby's fundus dystrophy? British
Journal of Ophthalmology 2000;84:679–80. [CrossRef ]
Nijsse B, Bettink MW, Neuteboom RF. Pseudointernuclear
ophthalmoplegia as a presenting feature of ocular myasthenia
gravis. BMJ Case Rep 2014;2014:bcr2013203234. [CrossRef ]
Keane JR. Internuclear ophthalmoplegia: unusual causes in
114 of 410 patients. Arch Neurol 2005;62: 714–7. [CrossRef ]
Fowler TJ. Clinical Neurology 2003. 3rd ed. Florida: CRC
Press. p. 145. [CrossRef]
National Research Council (US) Committee on Vision. Procedures for Testing Color Vision: Report of Working Group,
Washington (DC): National Academies Press (US); 1981.
CHAPTER 3, COLOR VISION TESTS. Available at: https://
www.ncbi.nlm.nih.gov/books/NBK217823/. Accessed Nov
23, 2020.
Gurwood AS. A Sticky Situation. Review of Optometry.
Available at: https://www.reviewofoptometry.com/article/ro0317-a-sticky-situation. Accessed Nov 21, 2020.
De Cock R. Membranous, pseudomembranous and ligneous
conjunctivitis. Dev Ophthalmol 1997;28:32–45. [CrossRef ]
Schmid K. Myopia manual. Otsego, Minnesota: Pagefree Publishing; 2004. p. 9.
Huang LC, Wong JR, Alonso-Llamazares J, Nousari CH, Perez VL, Amescua G, et al. Pseudopemphigoid as caused by
topical drugs and pemphigus disease. World J Ophthalmol
2015;5:1–15. [CrossRef]
Fram NR. Cicatricial pemphigoid (CP)/Mucous membrane
pemphigoid (MMP). In: Maguire JI, Murchison AP, Jaeger EA,
editors. Willis Eye Institute 5-Minute Ophthalmology Consult. Philadelphia: Wolters Kluwer/Lippincott Williams &
Wilkins; 2012. p. 174–5.
Van Newkirk MR, Gass JD, Callanan D, Byrne SF, Hughes JR.
Follow-up and ultrasonographic examination of patients with
macular pseudo-operculum. Am J Ophthalmol 1994;117:13–8.
Yazgan D, Wong N, Thomann K, Hay S. Macular pseudo-operculum. Optometry and Vision Science 2000;77:60. [CrossRef ]
Kiratli H, Kocabeyoğlu S, Bilgiç S. Severe pseudo-preseptal
cellulitis following sub-Tenon's carboplatin injection for intraocular retinoblastoma. J AAPOS 2007;11:404–5. [CrossRef ]
Marr BP, Singh AD. Retinoblastoma: Evaluation and Diagnosis.
In: Singh AD, Murphree AL, Damato BE. Clinical Ophthalmic
Oncology. Berlin: Springer-Verlag; 2015. p. 1–11. [CrossRef ]
Freund P, Margolin E. Pseudopapilledema. Available at: https://
www.ncbi.nlm.nih.gov/books/NBK538291/. Accessed Jan,
2019.
Suda K, Oishi A, Miyamoto K, Yoshimura N. Pseudo-Parinaud syndrome: eyelid retraction and upgaze palsy associated
with oculomotor nucleus syndrome. Clin Exp Ophthalmol
2009;37:745–7. [CrossRef]
Simon-Castellvi GL, Simon-Castellvi S, Simon-Castellvi JM.

162

93.
94.
95.
96.
97.
98.

99.

100.

101.

102.

103.
104.
105.

106.

Turgut et al., A Glossary for ‘’Pseudo’’ Conditions in Ophthalmology

Viscoelastics and ophthalmic viscosurgical devices (OVDs)
in ophthalmic surgery. In: Amar Agarwal, Athiya Agarwal,
Soosan Jacob, editors. Phacoemulsification. 4th ed. New Delgi: Jaypee Brothers Medical Publishers; 2011. p. 105.
Bandini F. Pseudo plus-minus lid syndrome. Arch Neurol
2009;66:668–9. [CrossRef]
Robbin DS. Seckel's syndrome with pseudopolycoria. Ophthalmic Paediatr Genet 1985;6:135–9. [CrossRef]
Patel AK, Loh RS, Morrell AJ. Posterior polymorphous dystrophy with polycoria and corectopia. Eye (Lond) 2004;18:856–7.
Rodrigues MM, Spaeth GL, Weinreb S. Juvenile glaucoma associated with goniodysgenesis. Am J Ophthalmol 1976;81:786–96.
Islam N, Mehta JS, Plant GT. True polycoria or pseudopolycoria? Acta Ophthalmol Scand 2007;85:805–6. [CrossRef]
Nischal KK. Pediatric iris anomalies. In: Wright KW, Strube
YNJ, editors. Pediatric Ophthalmology and Strabismus. 3rd
ed. New York: Oxford University Press Inc 2012. p. 741–61.
Callanan D, Gass JD. Multifocal choroiditis and choroidal neovascularization associated with the multiple evanescent white
dot and acute idiopathic blind spot enlargement syndrome.
Ophthalmology 1992;99:1678–85. [CrossRef]
Durand ML. Infectious Causes of Uveitis. In: Bennett JE, Dolin
R, Blaser MJ, editors. Mandell, Douglas, and Bennett's Principles and Practice of Infectious Diseases. 8th ed. Volume 1.
Philadelphia: Elsevier Saunders; 2015. p. 1423–31.e2. [CrossRef]
Essex RW, Wong J, Fraser-Bell S, Sandbach J, Tufail A, Bird
AC, et al. Punctate inner choroidopathy: clinical features and
outcomes. Arch Ophthalmol 2010;128:982–7. [CrossRef]
Dreyer RF and JDM Gass. Multifocal choroiditits and panuveitis: a syndrome that mimics ocular histoplasmosis. Arch
Ophthalmol 1984;102:1776–84. [CrossRef]
Deutch TA and HH Tessler. Inflammatory pseudohistoplasmosis. Annals of Ophthalmology 1985;17:461–5.
Weatherhead RG. Pseudo-proptosis: A clinical classification
of causes. Orbit 1989;8:113–5. [CrossRef]
Othman IS. Conjunctival Pathology. Ophthalmic Pathology Interactive with Clinical Correlation. Amsterdam: Kugler Publications; 2009. p. 85.
Cohen AJ, Weinberg DA. Pseudoptosis. In: Cohen A, Weinberg D, editors. Evaluation and Management of Blepharoptosis. New York: Springer; 2011. p. 61–5. [CrossRef]

107. Nguyen HV, Sujirakul T, Kulkarni N, Tsang SH, Understanding
Retinitis Pigmentosa. Retinal Physician 2013;10:34–42.
108. Ghassemi F, Bazvand F, Makateb A. Lesions Simulating Retinoblastoma at a Tertiary Care Center. J Ophthalmic Vis Res
2015;10:316–9. [CrossRef]
109. McLean IW: Retinoblastomas, retinocytomas and pseudoretinoblastomas. In: Spencer WH, editör. Ophthalmic Pathology:
An Atlas and Textbook vol. 3. Philadelphia: W.B. Saunders;
1996. p. 1332–438.
110. Friedburg D, Schultheiss K, Wigger H. Fluorescenzangiographische Befunde bei Rubeosis iridis. In: Jaeger W, editör. Die
Periphere Sehbahn. Deutsche Opthalmologische Gesellschaft
vol 72. Munich: J.F. Bergmann-Verlag; 1974. p. 339-43.
111. Kamili MA, G A, Dar IH, Dar SH, Wazir HS, Qureishi T. Orbital pseudotumor. Oman J Ophthalmol 2009;2:96–9.
112. Chaudhry IA, Shamsi FA, Arat YO, Riley FC. Orbital pseudotumor: distinct diagnostic features and management. Middle
East Afr J Ophthalmol 2008;15:17–27. [CrossRef]
113. Marr B, Reinherz B, Belinsky I, Saffra NA. Pseudo uveal
melanoma caused by optic disk drusen wıth juxtapapillary
choroidal neovascular membrane. Retin Cases Brief Rep
2016;10:168–70. [CrossRef]
114. Shields JA, Mashayekhi A, Ra S, Shields CL. Pseudomelanomas
of the posterior uveal tract: the 2006 Taylor R. Smith Lecture.
Retina 2005;25:767–71. [CrossRef]
115. Shields CL, Manalac J, Das C, Ferguson K, Shields JA. Choroidal melanoma: clinical features, classification, and top 10
pseudomelanomas. Curr Opin Ophthalmol 2014;25:177–85.
116. Bansal A, Rishi P, Paul SS, Saurabh K. Choroidal hematoma
presenting as pseudo-uveal melanoma in a monocular 47-yearold Asian Indian lady with opaque media. Oman J Ophthalmol
2018;11:175–7.
117. Park S, Abad S, Tulliez M, Monnet D, Merlat A, Gyan E, et
al. Pseudouveitis: a clue to the diagnosis of primary central
nervous system lymphoma in immunocompetent patients.
Medicine (Baltimore) 2004;83:223–32. [CrossRef]
118. Kubicka-Trzaska A, Romanowska-Dixon B. Malignant uveitis
masquerade syndromes. Klin Oczna 2008;110:199–202.
119. Kubicka-Trzaska A, Romanowska-Dixon B. Non-malignant
uveitis masquerade syndromes. Klin Oczna 2008;110:203–6.

