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Multimodal Imaging of the White Dot Syndromes and Related Diseases
Jared E Knickelbein and H Nida Sen*
National Eye Institute, National Institutes of Health, Bethesda, USA

Abstract
The white dot syndromes encompass a group of rare posterior uveitis conditions that are characterized by outer 

retinal and/or choroidal hypopigmented lesions that are thought to be inflammatory in nature. The size, shape, and 
location of lesions in the fundus aid in differentiating these conditions. Multimodal imaging, including modalities such as 
fundus autofluorescence, optical coherence tomography, fluorescein angiography, and indocyanine green angiography, 
among others, has become integral in diagnosing and monitoring many of the white dot syndromes. Furthermore, 
multimodal imaging modalities have provided insights into the pathogenesis and exact sites within the retina and choroid 
affected by white dot syndromes.
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Introduction
The white dot syndromes (WDS) comprise a group of diseases 

characterized by lesions of the outer retina, retinal pigment epithelium, 
choriocapillaris, choroid or a combination of these sites [1,2]. The WDS 
are hypothesized to have an inflammatory etiology, and this is more 
evident for certain conditions, such as birdshot chorioretinopathy 
(BCR), in which vitreous inflammation and retinal vasculitis often 
accompany the choroidal birdshot lesions. In many of the other 
WDS, inflammation of the anterior chamber and vitreous cavity may 
be lacking. While the WDS often present with symptoms of blurred 
vision, floaters, photopsias, and scotomata, fundus examination and 
imaging reveal distinct findings, including the specific location, size, 
and configuration of the lesions, allowing distinct classification of the 
disease.

Continuing advancements in ocular imaging technologies now 
allow for detailed assessment of both the anatomy and function of many 
posterior segment structures through multimodal imaging. These 
imaging modalities include fundus autofluorescence (FAF; structure 
and function of RPE), optical coherence tomography (OCT; cross-
sectional view of vitreoretinal and choroidal structure), fluorescein 
angiography (FA; assessment of retinal vasculature), indocyanine green 
angiography (ICGA; assessment of choroidal vasculature), as well as 
wide-field technologies that encompass many of these modalities. 
Combining the information provided by these various modalities 
allows the clinician to identify the particular site of pathology aiding in 
diagnosis and gauge the severity of disease.

Multimodal imaging is often useful in the diagnosis and 
management of posterior segment disease. This is especially true for 
WDS. This review will focus on the characteristic multimodal imaging 
findings for several WDS in which multimodal imaging is especially 
useful.

Birdshot chorioretinopathy

Birdshot chorioretinopathy (BCR), which has also been referred 
to as vitiliginous chorioretinitis, is an inflammatory posterior uveitic 
syndrome characterized by deep small-to-medium-sized round or oval 
hypopigmented choroidal lesions radiating from the optic nerve in a 
pattern similar to birdshot from a shotgun (Figure 1) [3,4]. Birdshot 
lesions are easily detected by the 635 nm laser on Optos® imaging as 
perivascular choroidal lesions (Figure 1) [5]. ICGA shows characteristic 
hypofluorescent choroidal spots that correspond to and are typically 
greater in number than the clinically apparent lesions during active 

disease (Figure 2) [6]. Hypoautofluorescent ICGA lesions may resolve 
with immunosuppressive treatment.

Vitreous inflammation and retinal vasculitis are often present as 
well, and FA is used to diagnose and monitor the vasculitic component. 
Furthermore, FA may demonstrate optic nerve hyperfluorescence, 
macular edema, retinal non-perfusion, or retinal neovascularization in 
advanced cases. OCT is most useful in evaluating for macular edema, 
which is the most common cause of vision loss in patients with BCR [7]. 
FAF abnormalities are not uncommon in birdshot chorioretinopathy, 
but interestingly, they do not often overlap with underlying choroidal 
inflammatory birdshot lesions (Figure 1) [8-10]. This suggests that 
inflammatory damage may be occurring separately in the choroid 
and overlying outer retinal structures. Macular hypoautofluorescence, 
indicative of atrophy, is associated with poor visual acuity [9]. 

Acute posterior multifocal placoid pigmentary epitheliopathy

Acute posterior multifocal placoid pigmentary epitheliopathy 
(APMPPE) is characterized by large plaque-like posterior pole 
lesions at the level of RPE and inner choroid [11]. APMPPE generally 
affects young (typically <30 years but can be older) otherwise healthy 
individuals often following a viral illness [2]. APMPPE seems to develop 
in women and men equally and is usually, but not always, bilateral. 
Lesions may resolve spontaneously without treatment; however, in more 
severe cases, outer retinal disruption with corresponding scotomata is 
permanent.

During the acute phase of the disease, APMPPE presents with 
creamy deep placoid lesions on fundoscopy (Figure 3). FA during 
acute disease shows early hypofluorescence with progressive 
irregular staining of lesions (Figure 3) [11]. ICGA shows early 
hypofluorescence that persists into the late frames (Figure 3) and 
often is larger in area than the visible lesions on exam [12]. OCT 
demonstrates outer retinal and RPE disruption corresponding to the 
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lesions, and in some cases, outer retinal cysts have been described 
[13,14]. FAF imaging may reveal a spectrum of abnormalities ranging 
from mostly hypoautofluorescent lesions to a mottled signal of mixed 
hyper- and hypo-autofluorescence, at times with a hyperfluorescent 
halo surrounding the lesion (Figure 3) [9,15,16]. Debate continues 
as to whether the primary site of pathology lies in the RPE or 
choriocapillaris (i.e. early hypofluorescence on FA may be due to 
blockage from inflamed RPE or choriocapillaris non-perfusion). As 
suggested by ICGA studies twenty years ago, [17] emerging studies 
using OCT angiography (OCTA) have demonstrated choriocapillaris 
non-perfusion in APMPPE [18].

The acute phase of APMPPE generally resolves over the course of 
weeks to months [1,2]. Smaller lesions may resolve spontaneously with 
little evidence of prior pathology on ophthalmoscopy. However, larger 
lesions often evolve into areas of coarse deep retinal pigmentation 
(Figure 4). Areas of ICGA hypofluorescence, both early and late, 
generally improve with time. OCT may show some reconstitution of 
outer retinal structures, but FAF often remains abnormal in the area 
of previous lesions (Figure 4). OCT and FAF are especially useful 
in monitoring APMPPE because they provide rapid non-invasive 
assessment of lesion size and activity.

Figure 1: Multimodal imaging of a 63 year-old woman with birdshot 
chorioretinopathy (BCR). Note the deep hypopigmented lesions in the 
mid-periphery on color fundus photography (Color) and wide-field Optos 
pseudocolored (Optos Merge) images. These lesions are especially apparent 
on Optos 635 nm laser images that focuses on choroidal structures (Optos 
635nm). Wide-field Optos fundus autofluorescence (Optos FAF) reveals patchy 
areas of hypoautofluorescence, some of which do not overlap with underlying 
birdshot lesions. Wide-field Optos fluorescein angiography reveals diffuse 
vascular leakage in the late frames (Optos Late FA).

Figure 2: Multimodal imaging of a 53 year-old woman with birdshot 
chorioretinopathy (BCR). On presentation, the hypopigmented birdshot lesions 
seen on color fundus photography (Color) appear as hypofluorescent spots 
on late indocyanine green angiography (Late ICGA). 6 months later, after 
receiving treatment with oral prednisone and mycophenolate mofetil, the 
lesions are essentially unchanged on color photographs, while late ICGA 
reveals substantially fewer dark spots.

Figure 3: Multimodal imaging of a 51 year-old woman with acute posterior 
multifocal placoid pigment epitheliopathy (APMPPE). At presentation, color fundus 
photography (Color) showed large hypopigmented placoid lesions in the macula. 
On fundus autofluorescence (FAF), some lesions were hypoautofluorescent 
(likely atrophic), some mixed hyper- and hypo-autofluorescent, and some had a 
surrounding hyperautofluorescent halo (likely active). On fluorescein angiography 
(FA), lesions were mostly hypofluorescent during early frames (Early FA) with 
staining on later frames (Late FA). On indocyanine green angiography, lesions 
were hypofluorescent early (Early ICGA) with persistence and expansion of 
hypofluorescence in late frames (Late ICGA).
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Serpiginous choroiditis

Serpiginous choroiditis, also known as geographic helicoid 
peripapillary choroidopathy, classically presents with helicoid or 
geographic white-to-grey peripapillary lesions that extend outward 
from the disc in a serpentine configuration [19,20]. Vision is lost when 
the fovea becomes involved. A variant referred to as macular serpiginous 
choroiditis presents with similar lesions predominantly affecting the 
macula, often with a poorer prognosis given the high frequency of foveal 
involvement [21,22]. Serpiginous choroiditis is characterized by periods 
of disease activity and remission with recurrent activity often occurring 
at the edge of previous lesions [19,20]. With time, lesions evolve into 
chorioretinal atrophy. Given the recurrent nature of the disease, lesions 
often appear to have areas in multiple stages of activity with some areas 
appearing more active or atrophic than others. Serpiginous choroiditis 
has been associated with tuberculosis (TB) infection in endemic areas 
[23]. In patients who are not infected with TB, serpiginous choroiditis 
is thought to be driven by an autoimmune inflammatory reaction, and 
immunosuppression is often employed in an attempt to preserve vision 
by halting progression and preventing recurrent disease [24].

During active disease, serpiginous choroiditis typically presents 
with large peripapillary hypopigmented helicoid lesions extending 
outward from the disc in a serpentine configuration (Figure 5) [24]. 
FAF imaging reveals hypoautofluorescence in areas of atrophy, 
while more active areas are typically hyperautofluorescent (Figure 5) 

[9,25,26]. OCT shows disruption of the outer retinal structures and 
RPE (Figure 5). Intra- and sub-retinal fluid may be present, especially 
at the edges of active lesions. FA shows early hypofluorescence with 
progressive staining of the lesions later in the angiogram (Figure 6). 
As with APMPPE, OCT and FAF are especially useful in monitoring 
serpiginous choroiditis because they provide rapid non-invasive 
assessment of lesion size and activity [9].

Ampiginous chorioretinitis

Ampiginous chorioretinitis, also known as relentless placoid 
chorioretinitis, presents with extensive deep amoeboid-shaped lesions 
similar to APMPPE but has a progressive course akin to serpiginous 
chorioretinitis with lesions often extending through the posterior 
pole and into the peripheral retina [2,27]. As in APMPPE, a viral 
prodrome is often observed; however, the precise pathogenesis of this 
disease is unknown. Given the severe presentation of these patients, 
immunosuppression with systemic corticosteroids is often employed 
during acute disease and long-term steroid-sparing therapy may be 
required [2].

During acute disease, ampiginous lesions appear as creamy deep 
amoeboid-shaped lesions, similar to those in APMPPE, but often 

Figure 4: Multimodal imaging of a 51 year-old woman with acute posterior 
multifocal placoid pigment epitheliopathy (APMPPE). Color fundus photography 
(Color) and fundus autofluorescence (FAF) images are from the same patient 
as in figure 3, 15 months following presentation and after receiving a short 
course of oral prednisone. Note the pigmentary changes in areas of the prior 
placoid lesions on color images. On FAF 15 months after presentation, lesions 
were mostly hypoautofluorescent, suggesting atrophy. At presentation, optical 
coherence tomography (OCT) revealed outer retinal and RPE disruption 
corresponding to the lesions. Some restructuring of the outer retinal architecture 
is apparent 15 months after presentation. Infrared reflectance (IR) images are 
shown to demark the location of OCT B scans.

Figure 5: Multimodal imaging of a 67 year-old man with serpiginous choroiditis. 
During a period of quiescence, color fundus photography demonstrates 
a helicoid pattern of chorioretinal atrophy emanating from the optic nerve 
(Baseline Color), while fundus autofluorescence shows corresponding 
areas of hypoautofluorescence (Baseline FAF). 5 months later, despite 
immunosuppressive therapy, disease activity returned with a new area of 
retinal whitening on color fundus photography (5 months Color, arrow). The 
newly active lesion appeared mostly hyperautofluorescent on FAF. Optical 
coherence tomography demonstrated outer retinal loss and RPE disruption in 
the areas of lesions. An infrared reflectance (IR) image is shown to demark the 
location of OCT B scans.
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dispersed throughout the posterior pole and extending into the retinal 
periphery (Figure 7). OCT shows outer retinal and RPE disruption 
corresponding to the lesions (Figure 7). Intra- and sub-retinal fluid may 
be present, especially at the edges of active lesions. FAF demonstrates 
a network of abnormal signal with areas of mixed hypofluorescence, 
often at the center of lesions, and hyperfluorescence, often at the 
lesion borders (Figure 7). FA shows early hypofluorescence with late 
staining. During convalescence, lesions often contract and become 
more pigmented on fundoscopy (Figure 7). On FAF, convalescent 
lesions appear more hypoautofluorescent reflecting permanent RPE 
derangement. As with APMPPE and serpiginous chorioretinitis 
discussed above, OCT and FAF imaging are useful for both diagnosis 
and monitoring of ampiginous chorioretinitis.

Multifocal choroiditis and panuveitis & punctate inner 
choroidopathy

Multifocal choroiditis and panuveitis (MCP) is an idiopathic 

panuveitis characterized by discrete, variably sized, chorioretinal lesions 
throughout the fundus accompanied by an inflammatory reaction 
in the vitreous cavity and often in the anterior chamber. Punctate 
inner choroidopathy (PIC) is an uncommon idiopathic inflammatory 
chorioretinopathy characterized by multiple, small (100-300 µm), 
discrete, yellow-white, posterior pole lesions [2,28]. Patients with 
PIC generally lack signs of inflammation in the anterior chamber and 
vitreous. MCP and PIC are more common in young moderately myopic 
females and are generally bilateral. Choroidal neovascularization 
(CNV) may develop and is an important cause of vision loss in MCP 
and PIC. Given these similarities, MCP and PIC may represent a 
spectrum of disease rather than independent disease processes [29]. 
Furthermore, disruption of outer retinal structures on OCT, similar 
to that seen in acute zonal occult outer retinopathy (described below), 
beyond the individual chorioretinal lesions has been reported in cases 
of MCP and PIC [30-32].

The chorioretinal lesions in MCP and PIC may have indistinguishable 
features on multimodal imaging [29]. FAF imaging of active lesions 

Figure 6: Multimodal imaging of a 44 year-old man with serpiginous choroiditis. 
Color fundus photography shows a well-demarcated, geographic, white-
to-yellow, chorioretinal lesions surrounding the optic nerve. Fluorescein 
angiography (FA) demonstrates hypofluorescence during the early frames 
(Early FA) with staining in late frames (Late FA).

Figure 7: Multimodal imaging of a 49 year-old woman with ampiginous 
chorioretinitis. At presentation, color fundus photography (Color) showed an 
extensive network of hypopigmented lesions in the macula and mid-periphery. 
On fundus autofluorescence (FAF), some lesions were hypoautofluorescent 
(likely atrophic), some mixed hyper- and hypo-autofluorescent, and some 
had a surrounding hyperautofluorescent halo (likely active). On fluorescein 
angiography (FA), lesions were mostly hypofluorescent during early frames 
(Early FA) with staining on later frames (Late FA). On indocyanine green 
angiography, lesions were hypofluorescent early (not shown) with persistence 
and expansion of hypofluorescence in late frames (ICGA). Optical coherence 
tomography demonstrates outer retinal loss and RPE disruption in the areas of 
lesions. Infrared reflectance (IR) images are shown to demark the location of 
OCT B scans.
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tends to show a hypoautofluorescent center with surrounding 
hyperautofluorescence (Figure 8) [9,33,34]. Lesions become more 
uniformly hypoautofluorescent once scared and inactive. FAF may 
show lesions not yet apparent by ophthalmoscopy [35]. Therefore, 
FAF is an important imaging tool in monitoring disease progression in 
patients with MCP. OCT typically shows hyper-reflective outer retinal 
nodular lesions corresponding to clinically apparent lesions with more 
widespread disruption in the surrounding outer retinal architecture 
(Figure 8) [29]. FA often shows early hypofluorescence with late staining 
(Figure 8). On ICGA, lesions are typically hypofluorescent early with 
persistence and expansion of hypofluorescence in late frames (Figure 
8). OCT and FA are also useful in cases when CNV is suspected.

Multiple evanescent white dot syndrome

Multiple evanescent white dot syndrome (MEWDS) is an idiopathic, 
presumed inflammatory condition characterized by multiple outer 
retinal white dots and foveal granularity (Figure 9) [36]. MEWDS is 
typically unilateral, affects women more commonly than men, and 
is often preceded by a viral prodrome. This disorder is commonly 
transient with resolution of visual symptoms and retinal anatomy over 
the course of weeks to months. 

MEWDS lesions are typically hyperautofluorescent on FAF 
imaging (Figure 9) [37,38]. FA shows characteristic “wreath-like” 
hyperfluorescence of lesions that persists into late frames (Figure 9). 
ICGA typically shows hypofluorescent spots in late frames [39]. OCT 
shows disruption of photoreceptors, specifically the ellipsoid zone and 
outer segments, in areas corresponding to individual lesions (Figure 
9) [25,38,40]. Reconstitution of outer retinal architecture may be seen 
with convalescence.

Acute zonal occult outer retinopathy

Acute zonal occult outer retinopathy is a rare condition 
characterized by acute zonal loss of outer retinal function with 
minimal ophthalmoscopic findings [41]. Photopsias and scotomata are 
commonly experienced by patients with AZOOR, and this condition 
predominantly affects young women. Electroretinography is often 
abnormal. The pathogenesis has been suggested to involve viral 
infection of the RPE with subsequent inflammatory insult.

Fundoscopy is often normal or may reveal subtle pigmentary 
abnormalities, often in the peri-papillary region (Figure 10). FAF findings 
can be variable ranging from normal, to areas of stippled hyper- and hypo-
autofluorescence, to areas of sharply demarcated hypoautofluorescence 
(Figure 10) [42]. FA typically shows early hyperfluorescence from 
transmission defect that fades in later frames [43]. OCT of affected areas 
shows disruption of outer retinal structures, including the ellipsoid zone 
and photoreceptor outer segments (Figure 10).

Conclusions
As described above, many WDS have characteristic findings on 

multimodal imaging that aid in distinguishing the specific WDS. 
Additionally, multimodal imaging is important in monitoring for 

Figure 8: Multimodal imaging of a 29 year-old woman with multifocal 
choroiditis and panuveitis (MCP). Color fundus photography (Color) 
demonstrates round chorioretinal lesions of various size scattered throughout 
the macula and periphery. On fundus autofluorescence (FAF), some lesions 
were hypoautofluorescent (likely atrophic), some mixed hyper- and hypo-
autofluorescent, and some had a surrounding hyperautofluorescent halo 
(likely active). Fluorescein angiography (FA) showed early hypofluorescence 
(not shown) with late staining (Late FA). On indocyanine green angiography 
(ICGA), lesions were hypofluorescent early (Early ICGA) with persistence and 
expansion of hypofluorescence in late frames (Late ICGA). Optical coherence 
tomography (OCT) showed hyper-reflective outer retinal nodular lesions 
corresponding to clinically apparent lesions with more widespread disruption in 
the surrounding outer retinal architecture.

Figure 9: Multimodal imaging of a 17 year-old young man with multiple 
evanescent white dot syndrome (MEWDS). Note the multiple outer retinal white 
dots and foveal granularity on the color fundus photograph (Color). On fundus 
autofluorescence (FAF), lesions were hyperautofluorescent. Fluorescein 
angiography (FA) showed characteristic “wreath-like” hyperfluorescence of 
individual lesions that persisted into late frames (Late FA). Optical coherence 
tomography (OCT) showed disruption of the ellipsoid zone (arrows) 
corresponding to individual lesions at presentation (OCT Presentation) with 
reconstitution of these areas two months later after a course of oral prednisone 
(OCT 2 months). Infrared reflectance (IR) images are shown to demark the 
location of OCT B scans.
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progression and response to treatment in several of these conditions. 
Further advances in imaging technology, such as OCT angiography 
and adaptive optics in combination with either confocal scanning 
laser ophthalmoscopy or OCT, will undoubtedly provide additional 
information on the anatomic and functional nature of WDS.

Acknowledgment/Disclosure

This work was supported by the National Eye Institute Intramural Research 
Program (EY000482-07), National Institutes of Health. The authors report no 
conflicts of interest.

References

1.	 Mirza RG, Jampol LM (2013) White Spot Syndromes and Related Diseases. In: 
Schachat AP, Sadda SR (eds) Retina, Elsevier, Amsterdam, The Netherlands, 
pp: 1337-80. 

2.	 Nussenblatt RB (2010) White-Dot Syndromes. In: Nussenblatt RB, Whitcup SM 
(eds) Uveitis: Fundamentals and Clinical Practice, Mosby Elsevier, Amsterdam, 
the Netherlands, pp: 383-400. 

3.	 Gass JD (1981) Vitiliginous chorioretinitis. Arch Ophthalmol 99: 1778-1787.

4.	 Ryan SJ, Maumenee AE (1980) Birdshot retinochoroidopathy. Am J Ophthalmol 
89: 31-45.

5.	 Knickelbein JE, Hasan J, Nussenblatt RB, Sen HN (2016) Delineation Of 
Choroidal And Retinal Lesions In Posterior Uveitis By Multispectral Wide-Field 
Scanning Laser Ophthalmoscopy. Retina.

6.	 Fardeau C, Herbort CP, Kullmann N, Quentel G, LeHoang P (1999) Indocyanine 
green angiography in birdshot chorioretinopathy. Ophthalmology 106: 1928-1934.

7.	 Shah KH, Levinson RD, Yu F, Goldhardt R, Gordon LK, et al. (2005) Birdshot 
chorioretinopathy. Surv Ophthalmol 50: 519-541.

8.	 Koizumi H, Pozzoni MC, Spaide RF (2008) Fundus autofluorescence in 
birdshot chorioretinopathy. Ophthalmology 115: e15-20.

9.	 Yeh S, Forooghian F, Wong WT, Faia LJ, Cukras C, et al. (2010) Fundus 
autofluorescence imaging of the white dot syndromes. Arch Ophthalmol 128: 
46-56.

10.	Giuliari G, Hinkle DM, Foster CS (2009) The spectrum of fundus autofluorescence 
findings in birdshot chorioretinopathy. J Ophthalmol 2009: 567693.

11.	Gass JD (1968) Acute posterior multifocal placoid pigment epitheliopathy. Arch 
Ophthalmol 80: 177-185.

12.	Dhaliwal RS, Maguire AM, Flower RW, Arribas NP (1993) Acute posterior 
multifocal placoid pigment epitheliopathy. An indocyanine green angiographic 
study. Retina 13: 317-325.

13.	Lee GE, Lee BW, Rao NA, Fawzi AA (2011) Spectral domain optical coherence 
tomography and autofluorescence in a case of acute posterior multifocal placoid 
pigment epitheliopathy mimicking Vogt-Koyanagi-Harada disease: case report 
and review of literature. Ocul Immunol Inflamm 19: 42-47. 

14.	Mrejen S, Sarraf D, Chexal S, Wald K, Freund KB (2016) Choroidal Involvement 
in Acute Posterior Multifocal Placoid Pigment Epitheliopathy. Ophthalmic Surg 
Lasers Imaging Retina 47: 20-26. 

15.	Lee CS, Lee AY, Forooghian F, Bergstrom CS, Yan J, et al. (2014) Fundus 
autofluorescence features in the inflammatory maculopathies. Clin Ophthalmol 
8: 2001-2012.

16.	Spaide RF (2006) Autofluorescence imaging of acute posterior multifocal 
placoid pigment epitheliopathy. Retina 26: 479-482.

17.	Howe LJ, Woon H, Graham EM, Fitzke F, Bhandari A, et al. (1995) Choroidal 
hypoperfusion in acute posterior multifocal placoid pigment epitheliopathy. An 
indocyanine green angiography study. Ophthalmology 102: 790-798. 

18.	Maier M, Wehrmann K, Lohmann CP, Feucht N (2016) [OCT angiography 
findings in acute posterior multifocal placoid pigment epitheliopathy (APMPPE)]. 
Ophthalmologe.

19.	Laatikainen L, Erkkilä H (1974) Serpiginous choroiditis. Br J Ophthalmol 58: 
777-783.

20.	Nussenblatt RB (2010) Serpiginous Choroidopathy. In: Nussenblatt RB, 
Whitcup SM, eds. Uveitis: Fundamentals and Clinical Practice (4th edn) Mosby 
Elsevier, Amsterdam, pp: 373-382. 

21.	Mansour AM, Jampol LM, Packo KH, Hrisomalos NF (1988) Macular 
serpiginous choroiditis. Retina 8: 125-131.

22.	Hardy RA, Schatz H (1987) Macular geographic helicoid choroidopathy. Arch 
Ophthalmol 105: 1237-1242.

23.	Nazari Khanamiri H, Rao NA (2013) Serpiginous choroiditis and infectious 
multifocal serpiginoid choroiditis. Surv Ophthalmol 58: 203-232.

24.	Lim WK, Buggage RR, Nussenblatt RB (2005) Serpiginous choroiditis. Surv 
Ophthalmol 50: 231-244.

25.	Hangai M, Fujimoto M, Yoshimura N (2009) Features and function of multiple 
evanescent white dot syndrome. Arch Ophthalmol 127: 1307-1313.

26.	Cardillo Piccolino F, Grosso A, Savini E (2009) Fundus autofluorescence in 
serpiginous choroiditis. Graefes Arch Clin Exp Ophthalmol 247: 179-185.

27.	Jones BE, Jampol LM, Yannuzzi LA, Tittl M, Johnson MW, et al. (2000) 
Relentless placoid chorioretinitis: A new entity or an unusual variant of 
serpiginous chorioretinitis? Arch Ophthalmol 118: 931-938.

28.	Watzke RC, Packer AJ, Folk JC, Benson WE, Burgess D, et al. (1984) Punctate 
inner choroidopathy. Am J Ophthalmol 98: 572-584.

29.	Spaide RF, Goldberg N, Freund KB (2013) Redefining multifocal choroiditis 
and panuveitis and punctate inner choroidopathy through multimodal imaging. 
Retina 33: 1315-1324. 

Figure 10: Multimodal imaging of a 35 year-old woman with acute zonal 
occult outer retinopathy (AZOOR). Color fundus photography (Color) revealed 
subtle peripapillary pigmentary abnormalities. Fundus autofluorescence 
(FAF) showed a sharply demarcated area of hypoautofluorescence with a 
hyperautofluorescent border. Optical coherence tomography (OCT) showed 
disruption of the outer retinal structures, including the ellipsoid zone and 
photoreceptor outer segments (arrow), in the area of FAF abnormalities.

https://books.google.co.in/books?id=qmNW7iSBjM4C&pg=PT3&dq=Retina,+Elsevier&hl=en&sa=X&redir_esc=y#v=onepage&q=Retina%2C Elsevier&f=false
https://books.google.co.in/books?id=qmNW7iSBjM4C&pg=PT3&dq=Retina,+Elsevier&hl=en&sa=X&redir_esc=y#v=onepage&q=Retina%2C Elsevier&f=false
https://books.google.co.in/books?id=qmNW7iSBjM4C&pg=PT3&dq=Retina,+Elsevier&hl=en&sa=X&redir_esc=y#v=onepage&q=Retina%2C Elsevier&f=false
https://books.google.co.in/books?id=OfSOUDZMF_IC&printsec=frontcover&dq=Uveitis:+Fundamentals+and+Clinical+Practice,+Mosby+Elsevier&hl=en&sa=X&ved=0ahUKEwj4y-L_s8jNAhUBNI8KHQ_2CVgQ6AEIHjAA#v=onepage&q&f=false
https://books.google.co.in/books?id=OfSOUDZMF_IC&printsec=frontcover&dq=Uveitis:+Fundamentals+and+Clinical+Practice,+Mosby+Elsevier&hl=en&sa=X&ved=0ahUKEwj4y-L_s8jNAhUBNI8KHQ_2CVgQ6AEIHjAA#v=onepage&q&f=false
https://books.google.co.in/books?id=OfSOUDZMF_IC&printsec=frontcover&dq=Uveitis:+Fundamentals+and+Clinical+Practice,+Mosby+Elsevier&hl=en&sa=X&ved=0ahUKEwj4y-L_s8jNAhUBNI8KHQ_2CVgQ6AEIHjAA#v=onepage&q&f=false
http://www.ncbi.nlm.nih.gov/pubmed/7295126
http://www.ncbi.nlm.nih.gov/pubmed/7356785
http://www.ncbi.nlm.nih.gov/pubmed/7356785
http://www.ncbi.nlm.nih.gov/pubmed/27152831
http://www.ncbi.nlm.nih.gov/pubmed/27152831
http://www.ncbi.nlm.nih.gov/pubmed/27152831
http://www.ncbi.nlm.nih.gov/pubmed/10519587
http://www.ncbi.nlm.nih.gov/pubmed/10519587
http://www.ncbi.nlm.nih.gov/pubmed/16263368
http://www.ncbi.nlm.nih.gov/pubmed/16263368
http://www.ncbi.nlm.nih.gov/pubmed/18378316
http://www.ncbi.nlm.nih.gov/pubmed/18378316
http://www.ncbi.nlm.nih.gov/pubmed/20065216
http://www.ncbi.nlm.nih.gov/pubmed/20065216
http://www.ncbi.nlm.nih.gov/pubmed/20065216
http://www.ncbi.nlm.nih.gov/pubmed/20339461
http://www.ncbi.nlm.nih.gov/pubmed/20339461
http://www.ncbi.nlm.nih.gov/pubmed/5661882
http://www.ncbi.nlm.nih.gov/pubmed/5661882
http://www.ncbi.nlm.nih.gov/pubmed/8115733
http://www.ncbi.nlm.nih.gov/pubmed/8115733
http://www.ncbi.nlm.nih.gov/pubmed/8115733
http://www.ncbi.nlm.nih.gov/pubmed/21034311
http://www.ncbi.nlm.nih.gov/pubmed/21034311
http://www.ncbi.nlm.nih.gov/pubmed/21034311
http://www.ncbi.nlm.nih.gov/pubmed/21034311
http://www.ncbi.nlm.nih.gov/pubmed/26731205
http://www.ncbi.nlm.nih.gov/pubmed/26731205
http://www.ncbi.nlm.nih.gov/pubmed/26731205
http://www.ncbi.nlm.nih.gov/pubmed/25302012
http://www.ncbi.nlm.nih.gov/pubmed/25302012
http://www.ncbi.nlm.nih.gov/pubmed/25302012
http://www.ncbi.nlm.nih.gov/pubmed/16603974
http://www.ncbi.nlm.nih.gov/pubmed/16603974
http://www.ncbi.nlm.nih.gov/pubmed/7777278
http://www.ncbi.nlm.nih.gov/pubmed/7777278
http://www.ncbi.nlm.nih.gov/pubmed/7777278
http://www.ncbi.nlm.nih.gov/pubmed/27160929
http://www.ncbi.nlm.nih.gov/pubmed/27160929
http://www.ncbi.nlm.nih.gov/pubmed/27160929
http://www.ncbi.nlm.nih.gov/pubmed/4433491
http://www.ncbi.nlm.nih.gov/pubmed/4433491
https://elsevier.ca/product.jsp?isbn=9781437706673
https://elsevier.ca/product.jsp?isbn=9781437706673
https://elsevier.ca/product.jsp?isbn=9781437706673
http://www.ncbi.nlm.nih.gov/pubmed/2458620
http://www.ncbi.nlm.nih.gov/pubmed/2458620
http://www.ncbi.nlm.nih.gov/pubmed/3632442
http://www.ncbi.nlm.nih.gov/pubmed/3632442
http://www.ncbi.nlm.nih.gov/pubmed/23541041
http://www.ncbi.nlm.nih.gov/pubmed/23541041
http://www.ncbi.nlm.nih.gov/pubmed/15850812
http://www.ncbi.nlm.nih.gov/pubmed/15850812
http://www.ncbi.nlm.nih.gov/pubmed/19822847
http://www.ncbi.nlm.nih.gov/pubmed/19822847
http://www.ncbi.nlm.nih.gov/pubmed/18802719
http://www.ncbi.nlm.nih.gov/pubmed/18802719
http://www.ncbi.nlm.nih.gov/pubmed/10900106
http://www.ncbi.nlm.nih.gov/pubmed/10900106
http://www.ncbi.nlm.nih.gov/pubmed/10900106
http://www.ncbi.nlm.nih.gov/pubmed/6208783
http://www.ncbi.nlm.nih.gov/pubmed/6208783
http://www.ncbi.nlm.nih.gov/pubmed/23584703
http://www.ncbi.nlm.nih.gov/pubmed/23584703
http://www.ncbi.nlm.nih.gov/pubmed/23584703


Citation: Knickelbein JE, Sen HN (2016) Multimodal Imaging of the White Dot Syndromes and Related Diseases. J Clin Exp Ophthalmol 7: 570. 
doi:10.4172/2155-9570.1000570

Page 7 of 7

Volume 7 • Issue 3 • 1000570
J Clin Exp Ophthalmol
ISSN: 2155-9570 JCEO, an open access journal

30.	Holz FG, Kim RY, Schwartz SD, Harper CA, Wroblewski J, et al. (1994)
Acute zonal occult outer retinopathy (AZOOR) associated with multifocal
choroidopathy. Eye (Lond) 8: 77-83.

31.	Chen SN, Hwang JF (2014) Ocular coherence tomographic and clinical
characteristics in patients of punctuate inner choroidopathy associated with
zonal outer retinopathy. Ocul Immunol Inflamm 22: 263-269. 

32.	Jung JJ, Mrejen S, Freund KB, Yannuzzi LA (2014) Idiopathic multifocal
choroiditis with peripapillary zonal inflammation: a multimodal imaging analysis. 
Retin Cases Brief Rep 8: 141-144. 

33.	Kramer M, Priel E (2014) Fundus autofluorescence imaging in multifocal 
choroiditis: beyond the spots. Ocul Immunol Inflamm 22: 349-355.

34.	Li M, Zhang X, Wen F (2015) The Fundus Autofluorescence Spectrum of 
Punctate Inner Choroidopathy. J Ophthalmol 2015: 202097.

35.	Haen SP, Spaide RF (2008) Fundus autofluorescence in multifocal choroiditis 
and panuveitis. Am J Ophthalmol 145: 847-853.

36.	Jampol LM, Sieving PA, Pugh D, Fishman GA, Gilbert H (1984) Multiple
evanescent white dot syndrome. I. Clinical findings. Arch Ophthalmol 102: 671-
674.

37.	Dell’Omo R, Mantovani A, Wong R, Konstantopoulou K, Kulwant S, et al. (2010) 

Natural evolution of fundus autofluorescence findings in multiple evanescent 
white dot syndrome: a long-term follow-up. Retina 30: 1479-1487.

38.	Thomas BJ, Albini TA, Flynn HW (2013) Multiple evanescent white dot
syndrome: multimodal imaging and correlation with proposed pathophysiology. 
Ophthalmic Surg Lasers Imaging Retina 44: 584-587. 

39.	Obana A, Kusumi M, Miki T (1996) Indocyanine green angiographic aspects of 
multiple evanescent white dot syndrome. Retina 16: 97-104.

40.	Labriola LT, Legarreta AD, Legarreta JE, Nadler Z, Gallagher D, et al. (2016)
Imaging with Multimodal Adaptive-Optics Optical Coherence Tomography
in Multiple Evanescent White Dot Syndrome: The Structure and Functional
Relationship. Retin Cases Brief Rep. 

41.	Gass JD (1993) Acute zonal occult outer retinopathy. Donders Lecture: The
Netherlands Ophthalmological Society, Maastricht, Holland, June 19, 1992. J
Clin Neuroophthalmol 13: 79-97.

42.	Fujiwara T, Imamura Y, Giovinazzo VJ, Spaide RF (2010) Fundus
autofluorescence and optical coherence tomographic findings in acute zonal 
occult outer retinopathy. Retina 30: 1206-1216. 

43.	Monson DM, Smith JR (2011) Acute zonal occult outer retinopathy. Surv
Ophthalmol 56: 23-35.

http://www.ncbi.nlm.nih.gov/pubmed/8013724
http://www.ncbi.nlm.nih.gov/pubmed/8013724
http://www.ncbi.nlm.nih.gov/pubmed/8013724
http://www.ncbi.nlm.nih.gov/pubmed/24354347
http://www.ncbi.nlm.nih.gov/pubmed/24354347
http://www.ncbi.nlm.nih.gov/pubmed/24354347
http://www.ncbi.nlm.nih.gov/pubmed/25372332
http://www.ncbi.nlm.nih.gov/pubmed/25372332
http://www.ncbi.nlm.nih.gov/pubmed/25372332
http://www.ncbi.nlm.nih.gov/pubmed/24329681
http://www.ncbi.nlm.nih.gov/pubmed/24329681
http://www.ncbi.nlm.nih.gov/pubmed/26266044
http://www.ncbi.nlm.nih.gov/pubmed/26266044
http://www.ncbi.nlm.nih.gov/pubmed/6721749
http://www.ncbi.nlm.nih.gov/pubmed/6721749
http://www.ncbi.nlm.nih.gov/pubmed/6721749
http://www.ncbi.nlm.nih.gov/pubmed/20588204
http://www.ncbi.nlm.nih.gov/pubmed/20588204
http://www.ncbi.nlm.nih.gov/pubmed/20588204
http://www.ncbi.nlm.nih.gov/pubmed/24144177
http://www.ncbi.nlm.nih.gov/pubmed/24144177
http://www.ncbi.nlm.nih.gov/pubmed/24144177
http://www.ncbi.nlm.nih.gov/pubmed/8724951
http://www.ncbi.nlm.nih.gov/pubmed/8724951
http://www.ncbi.nlm.nih.gov/pubmed/26735319
http://www.ncbi.nlm.nih.gov/pubmed/26735319
http://www.ncbi.nlm.nih.gov/pubmed/26735319
http://www.ncbi.nlm.nih.gov/pubmed/26735319
http://www.ncbi.nlm.nih.gov/pubmed/8340485
http://www.ncbi.nlm.nih.gov/pubmed/8340485
http://www.ncbi.nlm.nih.gov/pubmed/8340485
http://www.ncbi.nlm.nih.gov/pubmed/20661173
http://www.ncbi.nlm.nih.gov/pubmed/20661173
http://www.ncbi.nlm.nih.gov/pubmed/20661173
http://www.ncbi.nlm.nih.gov/pubmed/21056448
http://www.ncbi.nlm.nih.gov/pubmed/21056448

	Title
	Corresponding author
	Abstract 
	Keywords
	Introduction
	Birdshot chorioretinopathy 
	Acute posterior multifocal placoid pigmentary epitheliopathy 
	Serpiginous choroiditis 
	Ampiginous chorioretinitis 
	Multifocal choroiditis and panuveitis and punctate inner choroidopathy 
	Multiple evanescent white dot syndrome 
	Acute zonal occult outer retinopathy 

	Conclusions
	Acknowledgment/Disclosure 
	Figure 1
	Figure 2
	Figure 3
	Figure 4
	Figure 5
	Figure 6
	Figure 7
	Figure 8
	Figure 9
	Figure 10
	References

