
Optometric Education: Volume 51 Number 2 (Winter/Spring 2026)

1

PEER REVIEWED

Scleritis
Jennifer Reilly OD, MS, FAAO

Abstract

Scleritis is a rare ocular condition involving inflammation of the sclera and a significant degree of
associated pain. Underlying inflammatory systemic disease is a common cause of scleritis, although it
may be idiopathic or due to infectious etiologies as well. Proper disease management is paramount as
the condition can be vision threatening. In addition, management can be complex and often requires a
team of healthcare providers working together to manage the patient. This case report explores an
instance of scleritis while highlighting important teaching elements throughout the diagnosis and
management of the condition. 
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Background

Scleritis is a rare but critical ocular condition that consists of painful inflammation of the sclera.1 The
condition often presents as a painful red eye that may be unilateral or bilateral in nature.2 Scleritis is a
significant condition because it can be vision threatening;1,3,4 therefore, proper diagnosis and
management are crucial. Scleritis may be caused by underlying inflammatory systemic disease or an
infectious etiology and thus a proper workup to determine the underlying cause of the condition is critical
for successful disease management. Scleritis management is often complex and involves a team of
healthcare providers. Optometrists can play a key role in the healthcare team managing a case of
scleritis, particularly as they may be the first providers to see and identify the condition. The following
clinical case discussion is directed toward third- and fourth-year optometry students, optometry residents
and practicing doctors.

Case Description

Optometry, Initial Presentation, Visit 1

A 43-year-old White male presented to the optometry department for a problem specific eye exam. His
chief concern was a bilateral red eye with a deep pain in and around both eyes for 4-6 weeks. Signs and
symptoms were greater in the left eye than the right eye. He rated the pain a 10 out of 10 with 10 being
the worst pain imaginable in both eyes. He was mildly light sensitive but denied double vision, discharge
or other associated symptoms. The patient reported that he was previously seen at another eye clinic
about 4 weeks prior and again 2 weeks ago but had not experienced any relief of his symptoms despite
those visits and compliance with recommended treatment. The medical records from the external eye
clinic were requested, received and reviewed during the exam.

The patient’s ocular history was significant for myopia, corrected with spectacles and soft contact lenses.
The external records indicated that he had a “significant history of soft contact lens overwear and contact
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lens associated red eye (CLARE),” for which he had been treated with antibiotic-steroid combination eye
drops on multiple occasions in the past and was a known steroid responder when using such drops. He
also had a history of chronic mild dry eye for which he used artificial tears twice a day in both eyes and
stable lattice retinal degeneration in both eyes. The notes indicated that the patient was last seen 2
weeks ago at the external clinic for a follow up visit as he had been diagnosed with CLARE in both eyes
and was to discontinue soft contact lens wear until the condition resolved. When the discontinued use of
soft contact lenses did not provide relief, he presented to our eye clinic.

The patient’s medical history was significant for hypertension, lower back pain and joint pain which he
attributed to a prior work injury. He had no history of concussion or traumatic brain injury (TBI). The
patient’s hypertension was managed with lisinopril, and he took 200 mg of ibuprofen as needed for the
lower back and joint pain. The patient’s father also had hypertension, but the family medical and ocular
history were otherwise unremarkable. The patient was a former smoker and reported drinking alcohol
socially with no recreational drug use.

At presentation, his visual acuities with habitual spectacle correction were 20/20 right, left, and both eyes
at distance and near. Pupils and confrontation fields were unremarkable in both eyes. Extraocular
muscle movements were smooth, accurate, full and extensive. However, the patient reported a “deep
pain” in downgaze of both eyes, which was caused by the congestion and inflammation of the scleral
shell where the extraocular muscles insert.

Anterior segment evaluation revealed mild capped Meibomian glands of both eyes. The conjunctiva,
episclera and sclera presented a diffuse deep red injection worse in the left eye than the right eye. The
left eye also had a mild conjunctival chemosis (Figures 1A and 1B). There were no visible nodules,
areas of scleral whitening or capillary non-perfusion in either eye. The cornea had a few small scattered
round scars in the periphery of both eyes, presumed to be old scarred subepithelial infiltrates (SEI) from
past episodes of CLARE. There was mild pannus around the limbus in both eyes. There was no active
dendrite or corneal ulcer in either eye. The anterior chamber was deep and quiet in the right eye, but had
a mild cell and flare reaction in the left eye. The iris was flat and clear and the Van Herick angle
estimation was 1:1 in both eyes. Intraocular pressures (IOP) by Goldmann Applanation Tonometry
(GAT) were 15 mmHg in the right eye and 17 mmHg in left eye. The patient was dilated with 2 drops of
tropicamide 1% in each eye. Of note, phenylephrine 2.5% was not available in the clinic on the day of
presentation.

Figure 1A. Anterior segment photography of the right eye displaying
conjunctival, episcleral and scleral injection. Click to enlarge

https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Figure1A.jpg
https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Figure1A.jpg
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Figure 1B. Anterior segment photography of the eft eye (B)
displaying conjunctival, episcleral and scleral injection. Click to
enlarge

The dilated ocular health exam revealed a clear media without vitritis, vasculitis or retinitis. The macula
was flat and clear in both eyes. The optic nerve head appeared healthy, well perfused and had a cup to
disc ratio of 0.35/0.35 H/V in both eyes. There was lattice retinal degeneration inferiorly in both eyes,
with no other significant peripheral retinal findings in either eye.

Figure 2. ASOCT images of (A) a normal conjunctiva, episclera
and sclera and of our patient’s scleritis in the right eye (B) and
left eye (C). The circular hypopigmented spaces with an
underlying shadow are blood vessels. The horizontal lines of
hypopigmented spaces between or within layers are edema.
The deep delamination and edema is highly suggestive of
scleritis in both eyes. Click to enlarge

Ancillary testing was performed the same day including anterior segment photography (Canon USA
Inc.)a and anterior segment optical coherence tomography (ASOCT) (Heidelberg Engineering)b. The
anterior segment photos showed diffuse moderate injection of both eyes (Figures 1A and 1B). The
ASOCT line scans through the conjunctiva, episclera and sclera showed blood vessel dilation and
edema of all layers (Figure 2).

The patient was diagnosed with presumed diffuse anterior non-necrotizing scleritis of both eyes and mild
anterior uveitis of the left eye believed to be associated with the scleritis. The patient was extensively
educated on the condition and was started on 400 mg of ibuprofen orally 4 times per day. A table with all

https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Figure1B.jpg
https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Figure1B.jpg
https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Figure1B.jpg
https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Figure2.jpg
https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Figure2.jpg
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prescribed medications over the course of the patient’s treatment can be found in Table 1.
Ophthalmology was consulted to assist in management and determining the causative etiology of the
suspected scleritis and the patient was scheduled with the uveitis clinic 2 days later. Assessments were
also made to acknowledge the patient’s history of dry eye, CLARE with associated corneal remnant
findings, prior steroid response, lattice retinal degeneration and refractive error. The patient was
instructed to maintain discontinuation of soft contact lenses until the suspected scleritis was under
control.

Table 1. Medications prescribed for the patient during the course of his treatment.
Click to enlarge

Ophthalmology, Uveitis Clinic, Visit 2

At the ophthalmology consultation 2 days later, the patient’s presenting symptoms, visual acuity and
entrance test findings remained unchanged from the prior visit. The anterior segment assessment was
also unchanged with the exception of a mild anterior chamber reaction now noted in the right eye in
addition to the left eye. IOP by GAT was 17 mmHg in each eye. The patient was dilated with 2 drops of
tropicamide 1% in each eye. The dilated posterior segment exam was also unchanged from the previous
visit.

https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Table1.jpg
https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Table1.jpg
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Table 2. Blood work, labs and imaging that are often or
may be ordered in the presence of scleritis to rule out
systemic etiology.12 *Reference ranges were provided by
the laboratory with the blood work results. Reference
ranges may vary slightly between laboratories. **The only
positive findings that our patient had from ordered labs was
CCP Ab IgG, which was >250 units compared to the
reference ranges listed above. Click to enlarge

The ophthalmology clinic supported the presumed diagnosis of scleritis in both eyes and changed the
oral nonsteroidal anti-inflammatory (NSAID) from ibuprofen 400 mg 4 times per day to indomethacin 75
mg orally 2 times per day. The patient was also started on Pred Forte® (prednisolone acetate 1%
ophthalmic suspension) 4 times per day in both eyes in addition to cyclopentolate 3 times per day in both
eyes for the anterior chamber reaction. Prophylactically, brimonidine tartrate ophthalmic solution 0.2% 2
times per day in both eyes was prescribed due to the patient’s history of being a steroid responder.

Blood work was ordered including rapid plasma reagin (RPR), fluorescent treponemal antibody-
absorption (FTA-ABS), Lyme titers, rheumatoid factor (RF), cyclic citrullinated antibody (CCP Ab IgG),
human leukocyte antigen B27 (HLA-B27), antinuclear antibody (ANA), erythrocyte sedimentation rate
(ESR), c-reactive protein (CRP), basic metabolic panel (BMP), thyroid-stimulating hormone (TSH),
complete blood count (CBC), angiotensin converting enzyme (ACE) and a chest x-ray (CXR). See Table
2 and discussion below for additional information on recommended blood work. The patient was referred
to both rheumatology and dermatology for comprehensive evaluation and was directed to follow up with
the ophthalmology clinic in 1 week.

Ophthalmology, Uveitis Clinic, Visit 3

At the 1 week follow-up visit to ophthalmology, the patient’s condition was essentially unchanged from
the previous assessment. The patient experienced gastrointestinal (GI) upset due to the high dose oral
NSAIDs prescribed, and thus was switched to oral steroids in order to treat the scleritis but avoid the GI
symptoms. The labs and blood work were completed and all were negative or within normal ranges with
the exception of CCP Ab IgG which came back at >250 units. The reference ranges for CCP Ab IgG
were: <20-50 units is normal, and >59 units is considered a strong positive for rheumatoid arthritis (RA).
Interestingly, the RF blood work came back negative.

Given the lack of improvement in the condition and GI symptoms, indomethacin was discontinued and
oral prednisone 20 mg 2 times per day was initiated. In addition, the patient was switched from Pred
Forte® 4 times per day, both eyes to Durezol® three times per day, both eyes. The patient was to

https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Table2.jpg
https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Table2.jpg
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continue cyclopentolate 3 times per day both eyes and brimonidine 2 times per day both eyes. The
patient was directed to return to the ophthalmology clinic in 1-2 weeks for follow-up.

Rheumatology Consultation, Visit 4

About 2 weeks after the initial ophthalmology consultation the patient had their comprehensive
rheumatology examination and was diagnosed with RA given their history of back and joint pain and the
strong positive CCP Ab IgG lab results. The patient was instructed to begin subcutaneous methotrexate
injections 20 mg weekly with folic acid supplement. The patient was instructed to return to rheumatology
in 4 weeks for follow-up and continue with ophthalmology as directed. The dermatology consultation was
canceled.

Ophthalmology, Uveitis Clinic, Visit 5

Two weeks after the rheumatology consultation, the patient returned to the ophthalmology clinic for
follow-up. The patient’s signs and symptoms were improved, and he reported decreased eye pain,
headaches and redness. At this visit, the patient was taking oral prednisone 20 mg orally 2 times per
day, Durezol 3 times per day both eyes, brimonidine 2 times per day both eyes and subcutaneous
methotrexate injections 20 mg weekly. He had self-discontinued the cyclopentolate eye drops at some
point in the week prior as he did not like the blurred vision and light sensitivity.

The patient’s examination findings were consistent with moderate improvement in the left eye greater
than the right eye; however, his IOP had increased to 26 mmHg in each eye, about 10 mmHg higher
than his usual IOP. Because of the increased IOP, the brimonidine dosing was increased to 3 times per
day in both eyes, and Cosopt® (dorzolamide/timolol) 2 times per day in both eyes was initiated. A slow
taper of the oral and topical steroids was started due to the improvement seen in the scleritis and
anterior uveitis at this visit. The patient was instructed to return to ophthalmology in about 2 weeks for a
pressure check and follow-up.

Optometry, Visit 6

About 2 months after the initial optometry presentation, and 4 weeks after his last ophthalmology
examination, the patient returned to our optometry clinic. The patient had missed his most recently
scheduled ophthalmology follow-up appointment 2 weeks prior. He reported that his symptoms had
significantly improved and that he no longer experienced headaches or eye pain in either eye. He was
using Durezol® which was currently being tapered at 2 times per day in the right eye and 1 time per day
in the left eye for 1 more week, oral prednisone which was being tapered as well and was down to 20 mg
daily for 2 more weeks, brimonidine 3 times per day both eyes and Cosopt® 2 times per day, both eyes.
In addition, the patient was using subcutaneous injections of methotrexate with a folic acid supplement to
manage the RA. He was due to repeat all blood work in 2 weeks.

Upon examination, his visual acuities were 20/20 in each eye with correction, and extraocular muscle
movements, pupils and confrontation field were unremarkable; there was no pain on eye movement.
Anterior ocular health evaluation revealed mild injection of the temporal conjunctiva of the right eye,
otherwise both eyes were white and quiet. The scarred corneal SEI’s and pannus were stable in both
eyes. There was no anterior chamber reaction of either eye. IOP measurements were 17 mmHg in each
eye. Dilated posterior ocular health assessment was stable to prior assessments.

Examination findings were communicated with ophthalmology and rheumatology and the patient was
scheduled to return to ophthalmology in just over 2 weeks so that the results of his next blood work
would be available for that evaluation. The patient was directed to continue the tapering plan as outlined
by ophthalmology for both the oral and topical steroids, and to continue the other medications as
prescribed. He planned to continue care with ophthalmology and rheumatology and follow up with the
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optometry clinic for comprehensive care or sooner as directed by the tertiary providers. The patient was
educated that he may resume soft contact lens wear, but not to instill ophthalmic eye drops while
wearing the lenses. Contact lens infection precautions were reviewed. A timeline of the visits outlined
above is available in Figure 3.

Figure 3. Timeline of visits with the healthcare team who worked together to manage the
patient’s condition. *Acronyms: AT = artificial tears, CLARE = contact lens associated red eye,
CCP IgG = cyclic citrullinated peptide immunoglobulin G, D/c = discontinue, IOP = intraocular
pressure, NSAID = nonsteroidal anti-inflammatory, OD = oculus dexter (right eye), OS =
oculus sinister (left eye), OU = oculus uterque (both eyes), RA = rheumatoid arthritis, SCL =
soft contact lens. Click to enlarge

Educator’s Guide

Key Concepts

Ocular manifestations of systemic vasculitides1.
Ocular and systemic ancillary testing, imaging and lab work2.
Management of ocular disease with high criticality3.
Interprofessional care4.

Learning Objectives

Describe the characteristic signs and symptoms of scleritis1.
Differentiate scleritis from episcleritis or other similar conditions2.
Describe the classifications of scleritis and key features of each classification3.
Identify systemic conditions associated with scleritis and other potential causes of the condition4.
Identify which tests should be performed to confirm or rule out scleritis5.
Outline a (co-)management plan for a patient with scleritis and develop a referral letter for6.
interprofessional care

Discussion Questions

Knowledge, understanding and facts about the clinical case and condition presentation

What is the pathophysiology of scleritis?1.
Describe the typical signs and symptoms of scleritis.2.
What differentiates non-necrotizing scleritis and necrotizing scleritis?3.
Name systemic conditions associated with scleritis.4.

Differential diagnosis

What other conditions are on your list of differential diagnoses?1.
How can scleritis be differentiated from episcleritis?2.
What examination techniques or tests can you utilize to help confirm or rule out a diagnosis of3.

https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Figure3-F.jpg
https://journal.opted.org/wp-content/uploads/2026/03/WS26P284Figure3-F.jpg
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scleritis?

Patient management and role of the optometrist

What is the typical prognosis of scleritis?1.
How would you treat anterior non-necrotizing diffuse scleritis? How would your treatment plan2.
change if the condition was necrotizing?
How would you communicate your case to other healthcare professionals who may become3.
involved in case management?

Critical-thinking concepts

If the scleritis is not responding well to the initial treatment, what other tests should be considered?1.
What other therapies should be considered or changed to manage the condition?

Assessment of Learning Objectives

This case may be used in both the didactic classroom or clinical education setting. In the classroom, this
case can be presented as part of a lecture on scleritis in an ocular disease course for third- or fourth-
year optometry students. Live quiz features during the presentation such as PowerPoint® Polling
(PointSolutions, Turning Tech Intermediary, Inc.c) or Zoom Polling (Zoom Video Communications, Inc.d)
may assess understanding of key concepts in real time. Knowledge can also be assessed through
traditional examination techniques such as multiple choice, “one best answer” or fill in the blank
questions based on general knowledge of the condition or through short case-based questions.

In the clinical education setting, this case may be used as part of a journal club presentation or grand
rounds discussion. The questions outlined above can be used to facilitate small group discussions about
the case and condition.

The recommended approach for this case would be to first review the key concepts, learning objectives
and read the discussion questions. Then, read the case presentation and discussion. Finally, answer the
discussion questions to satisfy the learning objectives.

Discussion

Epidemiology and Pathophysiology

Scleritis is a rare condition that consists of a painful inflammation of the sclera and potentially other
surrounding tissues.1 The sclera itself is the protective shell of the eye comprised of an extracellular
matrix. It is innervated by the ciliary nerves, and the extraocular muscles have points of insertion along
the scleral shell.5 Anteriorly, the sclera meets with the cornea at the limbus and posteriorly it is
continuous with the exception of where it is pierced by the optic nerve. The sclera itself is avascular, but
the deep episcleral vascular plexus sits just atop the scleral shell anteriorly while the vortex veins drain
posteriorly to the ophthalmic vein. Vasculitis of this deep vascular plexus causes the inflammation and
classic deep red appearance associated with scleritis.1 It is thought that the cause of this vasculitis is
often due to autoimmune mechanisms including immune complex mediated inflammation.6 Pain on eye
movements associated with scleritis is due to the extraocular muscle insertion into the scleral shell
which, if inflamed, will cause pain with contraction of the muscles.

Scleritis can be classified by location, diffuse or nodule nature and presence or absence of necrotization.
Scleritis can occur anterior to the insertion of the recti muscles (anterior scleritis), posterior to their
insertion (posterior scleritis) or both simultaneously. In addition, scleritis can be identified as occurring in
a diffuse or nodular form, determined by the presence or absence of an associated nodule. Arguably
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most important is the ability to classify the scleritis as necrotizing or non-necrotizing as necrotizing
scleritis poses an immediate threat to vision and is a true ocular emergency.7 Necrotizing scleritis can
occur with inflammation or without inflammation; the form without inflammation is also referred to as
scleromalacia perforans. Necrosis in scleritis will appear as a whitening of the conjunctival and scleral
tissues associated with capillary non-perfusion and absence or death of the vasculature. Necrotizing
scleritis without inflammation is an exception to the typical painful presentation of scleritis because it is a
chronic wasting of tissue heavily associated with chronic RA and is often asymptomatic.8 The scleral
tissue slowly wastes away over time and the purple uveal tissue will show through. It is often seen
coincidentally on an eye examination due to the asymptomatic nature and gradual chronic progression.
Scleritis can occur in one eye or both eyes simultaneously. Bilateral scleritis is thought to be more often
associated with systemic disease than unilateral presentations.2,9,10

While the cause of scleritis can be due to idiopathic inflammation, up to 40 to 50% of cases are
associated with systemic conditions or infection.10-12 As mentioned, it is thought that the vasculitis is
immune mediated and possibly caused by immune complex deposition or the upregulation of
proinflammatory cytokines. Given this autoimmune pathophysiology, common conditions associated with
scleritis include RA, systemic lupus erythematosus (SLE), inflammatory bowel disease (IBD), reactive
arthritis, polychondritis, juvenile chronic arthritis and seronegative polyarthritis to name a few.12,13

Granulomatous conditions have also been associated with scleritis including Wegener’s granulomatosis
and sarcoidosis. Infections are a less common cause of scleritis than systemic disease, but still must be
considered, especially postoperatively. The herpes virus is the most common cause of infectious
scleritis.14 Scleritis can occur due to a spillover of an infectious keratitis or can occur due to infection from
a retained foreign body or postoperative complications.

Historically, studies have shown that scleritis tends to occur in women more than men and it is thought
that this may be due to the higher prevalence of autoimmune conditions in women.15 However, some
recent studies in Asia have shown a slight male preponderance.2 Scleritis most often presents in the
fourth to sixth decade of life.15

Clinical Presentation and Prognosis

The classic presentation of scleritis is a very painful, red eye with scleral edema. Due to the depth of the
vessels involved and the significant vascular dilation, the red appearance is often a deep red to purple
color, sometimes called a violaceous hue.5,16 The scleral edema associated with anterior scleritis can be
observed in natural light, on careful slit lamp examination and with ASOCT.17-19 If ischemia or necrosis
are present, areas of the sclera may appear as a stark white due to the loss of the vasculature in that
area. While the deep red appearance is classic with anterior scleritis, posterior scleritis alone (not in
conjunction with anterior scleritis) can be harder to discern since the anterior scleral vasculature may not
be as obviously inflamed. A careful dilated examination and additional ocular imaging are warranted in
cases of suspected posterior scleritis as discussed below.12

Patients with scleritis are often in a significant amount of acute or subacute pain due to the degree of
vascular dilation and scleral edema. The pain is often described as a deep boring pain that can be felt in
the orbit and surrounding tissues.1 The pain is often worse on eye movements because of the recti
muscle insertions into the sclera.

Due to the inflammatory nature of the condition, scleritis may present with associated inflamed ocular
tissues including the cornea, ciliary body and trabecular meshwork resulting in keratitis, anterior uveitis
and increased intraocular pressure, respectively.1 Anterior uveitis may present in up to 42% of cases of
scleritis.10  Posterior scleritis may present with other posterior segment findings including exudative retinal
detachment, serous retinal detachment, cystoid macular edema, choroidal effusion syndrome, swollen
optic discs, choroidal folds, and retinal vascular occlusion, and therefore a careful dilated fundus
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examination is warranted.20-22  The vision may be reduced due to these potential findings accompanying
the scleritis.

Scleritis is potentially sight threatening and thus must be managed accordingly.1,3,4,23 The type and
severity of the condition determines the likelihood of vision loss with moderate to severe and necrotizing
disease being more at risk. Scleritis with necrosis has a high risk for globe perforation highlighting the
importance of determining the presence or absence of necrosis on ocular examination. It is imperative to
determine the underlying cause to accurately treat the condition and reduce the risk of complications and
poor visual outcome.

Ancillary Testing and Differential Diagnosis

When scleritis is suspected, certain ocular testing should be performed including: a thorough case
history, a review of systems (ROS) to identify potential systemic disease associations, visual acuity,
extraocular muscle movements, a thorough slit lamp examination, intraocular pressure measurement
and dilated fundus exam.12 Anterior segment photography and ASOCT may be helpful to follow and
confirm or rule out a diagnosis of scleritis. ASOCT allows the examiner to observe all layers of the
conjunctiva, episclera and sclera and determine the depth and extent of the inflammation.17 If posterior
scleritis is suspected, then a B-scan ultrasound should be performed looking for posterior scleral
thickening which creates a “T” shape between the sclera and optic nerve known as the “T-sign”.24 OCT
with enhanced depth imaging (EDI-OCT) may also be considered for posterior scleritis imaging as
posterior segment and choroidal thickness can be assessed.25

In addition to the ocular examination, a complete physical examination should be performed including
blood work. Blood work is used to confirm or rule out the presence of causative systemic conditions such
as RF and CCP Ab IgG for RA, ANA for SLE, ANCA for Wegener’s granulomatosis and polyarteritis
nodosa (PAN), ESR and CRP for giant cell arteritis (GCA), uric acid for gout, CBC for general systemic
health and infectious etiology, RPR and FTA-ABS for syphilis, and ACE for sarcoid.12,14 See Table 2 for a
more thorough outline of recommended blood work in a scleritis workup and reference ranges. Additional
tests may be considered if suspicion for other etiologies exists including purified protein derivative (PPD)
for tuberculosis (TB), CXR for TB and sarcoid, Lyme titers for Lyme disease, magnetic resonance
imaging (MRI) and computed tomography (CT) to rule out a neoplasm.12 As noted above, systemic
disease is a common cause of scleritis and thus blood work is paramount for determining the underlying
cause of the condition at presentation.

The differential diagnosis for scleritis should include severe cases of conjunctivitis or episcleritis, and
keratitis with spillover to the sclera. One exam technique that allows the examiner to differentiate scleritis
from severe cases of conjunctivitis or episcleritis is the use of phenylephrine 2.5% ophthalmic eye drops
to induce blanching or whitening of the conjunctival and episcleral vessels. Deeper vessels will not
blanch as seen in cases of scleritis and thus the presence of blanching after phenylephrine instillation is
consistent with conjunctivitis or episcleritis.26

A careful slit lamp examination can determine the presence of keratitis and associated corneal findings
such as ulceration. Scleritis can occur as a result of an infectious keratitis, and infection must be
considered if there are corneal findings when a scleritis is present.27 Culturing the ocular tissue would be
helpful for this determination. Additionally, corneal findings such as peripheral ulcerative keratitis (PUK)
may accompany scleritis more commonly in causative systemic conditions such as Wegener’s
granulomatosis; Wegener’s should be considered any time corneal findings present simultaneously with
scleritis.28

Less common differentials for scleritis may include infectious orbital disease such as orbital cellulitis and
endophthalmitis.29,30 Thorough case history and careful ocular examination can assist in this



Optometric Education: Volume 51 Number 2 (Winter/Spring 2026)

11

differentiation, as well as close monitoring of response to treatment. There are also case reports of
ocular tumors masquerading as scleritis, highlighting the importance of considering additional
imaging.31,32  Ocular tumors must be considered if scleritis is not responding to initial treatment.

Treatment and Management

Treatment for scleritis depends on the causative agent. For diffuse and nodular anterior non-necrotizing
and non-infectious disease, high dose oral NSAIDs and oral steroids are considered in first line
treatment.32-34 Oral NSAIDs are often tried in sequential order including ibuprofen 400 to 600 mg by
mouth 4 times per day, naproxen 250 to 500 mg by mouth twice a day, and indomethacin 25 mg by
mouth three times a day, respectively.12 Of note, if prescribing high dose oral NSAIDs, a histamine type 2
receptor blocker or proton pump inhibitor is advised to reduce the likelihood of GI upset. Oral steroid
prescribing may include prednisone 60 to 100 mg by mouth daily for 1 week, tapering to 20 mg daily,
very slowly over a 2-6 week period, followed by an even slower taper after that. If both oral NSAID and
oral steroid therapy are unsuccessful, immunosuppressive agents such as methotrexate,
cyclophosphamide, azathioprine and anti-tumor necrosis factor alpha are considered.12 Failure of NSAID
and steroid therapy is also indicative of an undetermined underlying cause and additional testing and
imaging should be considered if not already performed.

If the scleritis is necrotizing in nature or non-necrotizing but severe, oral NSAIDs are often skipped and
oral steroids alone or in combination with immunosuppressive agents are used in the same prescribing
dosages as outlined above.12 Necrotizing disease has an increased risk of perforation and thus
perforation precautions should be considered including polycarbonate lens protection, a fox shield during
sleeping hours and scleral patch grafting depending upon the extent of the scleral thinning.12 Necrotizing
disease warrants an urgent/immediate assessment with ophthalmology due to its vision threatening
nature.

Due to the high likelihood of associated systemic disease and complex nature of scleritis, the condition is
often co-managed by a team of healthcare providers.35 The team may include but is not limited to
optometrists, ophthalmologists, primary care providers, rheumatologists, dermatologists and infectious
disease experts. Excellent communication and interprofessional care is often required to successfully
manage cases of scleritis caused by systemic or infectious disease. The follow-up plan for scleritis
depends on the cause and severity of the disease. Close follow-up is recommended until positive clinical
response to therapy is seen including reduction of pain and inflammation.12

Because other ocular tissues may be involved in cases of scleritis, the associated findings should be
treated accordingly. For example, an associated anterior uveitis may be managed with topical
ophthalmic steroids and cycloplegic agents as seen in the clinical case outlined above.12 Of course
caution should be exercised if the scleritis is necrotizing in nature and then oral steroids with cycloplegia
may be considered instead of topical steroids which have been thought to promote further necrotization.
Adverse events from treatment should also be addressed including GI upset from high dose oral
NSAIDs, or an increase in IOP from steroid therapy also known as a steroid response. GI upset can be
managed with oral histamine type 2 receptor blocker or proton pump inhibitors, while increase in IOP can
be managed with IOP lowering agents which are chosen and tailored to the patient at hand.36,37

Considering all aspects of therapeutic treatment including side effects of the drugs prescribed will lead to
better overall case management.

Conclusions

Scleritis is a rare ocular condition that is potentially sight threatening and therefore must be identified and
managed accordingly. Patients with anterior scleritis typically present with a red eye and high degree of
pain. A thorough history, review of systems and ocular and physical examination are required to assess
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the condition. Examination techniques such as blanching the ocular blood vessels with topical
ophthalmic phenylephrine or image acquisition with ASOCT can help differentiate scleritis from other
conditions such as severe episcleritis. Differentiating necrotizing and non-necrotizing scleritis is critical
because of the fast acting and devastating nature of necrotizing disease. Due to the common association
of scleritis with systemic disease, determining the underlying cause for the condition is paramount as it
will direct proper treatment. Blood work and additional imaging are often ordered and needed to
determine the underlying cause.

Scleritis cases are managed with therapeutics including oral NSAIDs, oral steroids and
immunosuppressive agents that are selected based upon the presentation and nature of the case at
hand. Close follow-up is warranted until a positive clinical response to therapy is observed. Management
of scleritis is often complex with disease co-management and excellent interprofessional communication
being key to proper case management.

This case outlined a bilateral anterior non-necrotizing diffuse scleritis due to an underlying systemic
disease, rheumatoid arthritis. ASOCT was helpful in confirming the suspected condition, and blood work
was key to determining the underlying cause. The usual course of scleritis management was exercised
in this case by first using high dose oral NSAIDs, followed by oral steroids and finally,
immunosuppressive therapy with methotrexate as indicated by the RA diagnosis. This case also
demonstrated the importance of managing side effects of treatment including GI upset from high dose
oral NSAIDs and IOP reduction due to topical steroid response. Co-management and communication
with ophthalmology and rheumatology were crucial to the successful diagnosis and management of this
case.
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