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ABSTRACT
A 27-year-old male was presented with a decrease in vision in the left eye. Best-corrected visual
acuity was 10/10 in the right eye and counting fingers at 2 m in the left eye. On fundus
examination, the left optic disc was oedematous and there was a wide yellowish, well-defined
placoid lesion between the temporal vascular arcades with mild vitreous inflammation. However,
a small yellowish well-defined placoid lesion was detected in the inferior temporal region of the
macula in the right eye. He was diagnosed with posterior placoid chorioretinopathy (PPC),
papillitis, and neurosyphilis after performing fundus fluorescein angiography, fundus autofluores-
cence imaging, optical coherence tomography, serology for human immunodeficiency virus (HIV)
and syphilis, and cerebrospinal fluid examination. Intravenous penicillin treatment was com-
menced as soon as the diagnosis was established. Seven days after treatment initiation, lesions
were partially regressed. PPC and papillitis are rare manifestations of ocular syphilis. In addition,
neurosyphilis may also accompany these manifestations. Therefore, syphilis should be considered
in the differential diagnosis of patients who have PPC or papillitis and all patients should be tested
for HIV coinfection and neurosyphilis.
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Introduction

Syphilis is a multisystem chronic infection caused
by a spirochete known as Treponema pallidum
which is still among the important causes of the
sexually transmitted infections.1 Epidemiologic
studies indicate that human immunodeficiency
virus (HIV) and syphilis can be transmitted
together synergistically.2,3 Syphilis is a great
mimicker together with the tuberculosis and
intraocular lymphoma and may present with a
wide variety of ocular symptoms and findings.
Syphilis can affect any structure of the eye includ-
ing sclera-episclera (episcleritis-scleritis)4, cornea
(interstitial keratitis)5, iris-ciliary body
(iridocyclitis)6, pars plana (intermediate uveitis)7,
vitreous (vitritis)8, retinal vasculature (vasculitis)9,
retina-choroidea (chorioretinitis)10, optic disc-
retina (neuroretinitis)11, and optic disc
(papillitis).12 Different studies have reported on

fundus examination either PPC or papillitis sec-
ondary to syphilis. To our knowledge, this rare
combination has not been reported with further
imaging modalities such as fundus autofluores-
cence (FAF), fundus fluorescein angiogram (FA),
and optical coherence tomography (OCT). Herein,
we reported a rare coexistence of posterior placoid
chorioretinopathy (PPC) and papillitis secondary
to syphilis-HIV coinfection.

Case report

A 27-year-old male was presented with a visual
decline of 5 days’ duration in his left eye. His
family and past medical histories were unre-
markable and he was not on any medication.
He was heterosexual and had multiple casual
partners. On examination, the blood pressure
and heart rate were 135/75 mmHg and 76
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beats/per minute, respectively. External physical
and neurological examinations were normal. The
pupils were reactive to light and there was a
relative afferent pupillary defect in OS. Colour
vision with Ishihara pseudoisochromatic plate
test was 15/15 in OD and 1/15 in OS. Best-
corrected visual acuity was 10/10 in OD and
counting fingers at 2 m in OS. While the right
anterior segment was normal, there was mild
vitritis in OS on slit-lamp examination.
Intraocular pressure measured was 11 mmHg
OU. On fundus examination, a small yellowish
well-defined placoid lesion was detected in the

inferior temporal region of the macula in OD
(Figure 1(a)). However, there was optic disc
oedema and a large yellowish well-defined pla-
coid lesion covering the macula between the
temporal vascular arcades with mild vitreous
inflammation in OS (Figure 1(b)). FAF revealed
spotting hypoautofluorescent and hyperauto-
fluorescent areas corresponding to the retinal
lesions (Figure 1(c) and (d)). FA showed optic
disc leakage in OS and late staining in the
affected area in OU (Figure 1(e) and (f)). The
OCT revealed hyperreflective dots, thickening of
the outer retinal and retinal pigment epithelial

Figure 1. Colour fundus photograph depicting a small, yellowish placoid lesion in the right eye (A), and papillitis and a wide,
yellowish placoid lesion between the superotemporal and inferotemporal arcades in the left eye (B). Fundus autofluoresence
(hypoautofluorescence and hyperautofluorescence spotting) corresponding to the lesion locations (C, D). Fundus fluorescein
angiogram showing left optic disc leakage and bilateral late diffuse staining in the affected area (E, F).
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(RPE) layer, loss of the photoreceptor inner seg-
ment/outer segment (IS/OS) bands, disruption of
the external limiting membrane (ELM) at the
macular region and optic disc swelling in OS
(Figure 2(a) and (b)). However, there were only
hyperreflective dots in OD (Figure 2(c) and (d)).
Routine investigations including a full blood
count, C-reactive protein level, erythrocyte sedi-
mentation rate, angiotensin-converting enzyme
level, and purified protein derivative skin test
were within normal limits. Chest X-ray was
unremarkable. Autoantibody tests were per-
formed for differential diagnosis of connective
tissue and vasculitic diseases [antinuclear anti-
bodies, anti-double-stranded DNA, rheumatoid
factor, antineutrophil cytoplasmic antibody,
etc.] were all negative. Serologic tests for syphilis
[Venereal disease research laboratory, fluores-
cent treponemal antibody absorption, and trepo-
nema pallidum microhemagglutination assay]
and HIV [enzyme-linked immunosorbent assays]
were positive. Papillitis and PPC were diagnosed
secondary to syphilis–HIV coinfection. A con-
sultation was requested from the department of
infectious diseases. The patient was diagnosed as
neurosyphilis after cerebrospinal fluid examina-
tion following the lumbar puncture. Treatment
was begun with intravenous penicillin G (24
million units per day for 14 days). He was fol-
lowed up at regular intervals over the next
2 weeks. Two weeks later, vitreous inflammation

and optic disc oedema were partially regressed
and the visual acuity in OS was 1/10.

Discussion

Syphilis is considered to have four disease stages:
primary, secondary, latent, and tertiary stages.
Ocular syphilis, a rare manifestation of syphilis,
usually occurs in the secondary or latent stages. It
is more common in males and often affects both
eyes.13,14 Uveitis is the most common ocular mani-
festation of syphilis that may affect both the anterior
and posterior segments of the eye.15 While anterior
uveitis is more common in immunocompetent
patients, posterior uveitis is more common in HIV-
infected patients. Shalaby et al.16 reported that the
rate of posterior uveitis was 38%, and that of anterior
uveitis was 31%, in patients with ocular syphilis and
HIV coinfection. Anterior uveitis can be nongranu-
lomatous or granulomatous, mimicking ocular sar-
coidosis and tuberculosis. Posterior uveitis most
often presents as a chorioretinitis but can also
occur with retinitis alone. Acute syphilitic posterior
placoid chorioretinitis (ASPPC) refers to the pre-
sence of one or more placoid, yellowish, outer retinal
lesions, typically in the macula, and was first used by
Gass et al.10 Besides typical lesions, cases of ASPPC
may also be characterized by focal, yellow, and deep
retinal lesions. FAF, FA, indocyanine green angio-
graphy (ICGA), and OCT provide additional useful
information about pathological processes. FAF

Figure 2. Optical coherence tomography (OCT) scan of the left eye depicting hyperreflective dots, thickening of the outer retinal and
the retinal pigment epithelial layer, disruption of the external limiting membrane, and loss of the photoreceptor inner segment/
outer segment band at the macular region (A) and optic disc oedema (B). Right OCT scan depicting hyperreflective dots in the
macula (C), and a normal OCT scan of the right optic disc (D).

198 O. KARTI ET AL.



patterns of ASPPC have been described in detail and
the active placoid lesion is hyperautofluorescent.
This may suggest lipofuscin accumulation at the
level of the RPE-photoreceptor complex and is the
most typical presentation of placoid syphilis.17

Unlike most previous studies, our case was presented
with mottling hypoautofluorescence and hyperauto-
fluorescence. This pattern is uncommon in ASPPC,
but has been described previously.17 Early phase FA
exhibits either hypofluorescence or faint hyperfluor-
escence. Scattered hypofluorescent spots are often
observed in the area corresponding to the yellowish
opacification; this pattern is sometimes called “leo-
pard spotting.” However, progressive hyperfluores-
cence is observed in the mid- and late-phase FA.
ICGA characteristics of ASPPC reveal early phase
hypofluorescent areas corresponding to lesions that
persist into later phases of angiography. 10,18–20 In
some patients, late-phase ICGA hyperfluorescence in
affected areas has also been described.20,21

Burkholder et al.22 reported OCT findings including
thickening and hyperreflective nodularity of the
choroid-RPE complex, with disruption of the over-
lying photoreceptor IS/OS bands and ELM in the
areas corresponding to retinal lesions in patients
with ASPPC. Optic nerve involvement, one of the
causes of vision loss in syphilis, usually occurs in
secondary and tertiary stages of syphilis. Optic nerve
involvement may occur as neuroretinitis, gumma of
the optic disc, papillitis, optic disc cupping, optic
atrophy, perineuritis or chiasmal syndrome.23–29

In conclusion, present case exhibits an uncom-
mon combination of unilateral papillitis and bilat-
eral PPC in a patient with syphilis–HIV
coinfection. Syphilis should therefore be consid-
ered in the differential diagnosis of patients with
PPC or papillitis, and also all patients should be
tested for HIV coinfection and neurosyphilis.
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