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IgE cross-links receptors on mast cells
- degranulation - chemical mediators

Antigen-antibody dependent cytotoxicity
IgM or IgG activates complement causing tissue damage-
could be isoimmune or autoimmune

Persistent antigen antibody complex formation—>
complement activation-influx of polymorphs- platelet
aggregation

Exaggerated T cell-mediated immune response

VKC

Ocular cicatricial pemphigoid

PUK & Mooren.
Steven-Johnson syndrome

VKC

AKC

Staph hypersensitivity disorders
IK & Cogan

Drug allergy

Corneal transplant rejection



CASE:

A 72-year-old woman presents to your office with a report of red eyes and foreign body sensation for
several months.

She also recently notes the onset of dysphagia.

Her slit-lamp appearance is shown

b




D.D OF SYMBLEERPHARON

- chemical burn.
- Stevens-Johnson syndrome (SJS)

- Ocular cicatricial pemphigoid &pseudopemphigoid.
- Trachoma.

- herpes zoster, adeno.

- atopic keratoconjunctivitis.

- Scleroderma.

- graft versus host disease.

- Drug-indused.

www.free-power-point-templates.com



Ocular cicatricial pemphigold

- Mucus membrane pemphigoid is a systemic autoimmune disease characterized by chronic blistering
and scarring of the skin and mucus membranes.

- If it affects the eye (40% of cases) it is termed ocular cicatricial pemphigoid (OCP).

- Itis a slowly progressive, bilateral (can be asymmetric), and potentially blinding condition.

- other mucous membranes frequently involved, including oral (up to 90%), esophageal, tracheal, and
genital; skin involved in up to 30% of cases.

- usually occurs in females (2 : 1) over 60 years old.

i ~ L aqutoimmune mechanism cytotoxic (type Il) hypersensitivity reaction
' 1 with autoantibodies directed against antigens of the basement
& : si TNY 4 memb_rane_ comple_x. The conju_nctlval mf_lamrr_\atlon results in
- 5, subepithelial scarring, destruction of conjunctival goblet cells, and
*’g,, obstruction of lacrimal ducts. Resulting in mucus and aqueous tear
'f T ‘;‘ deficiency and keratinization of the conjunctiva and corneal epithelium.
e o - drug induced (epinephrine, timolol, pilocar |ne echothlo hate |od|de or
s 4 P IO IO
. doxuridine).pseudopemphigoid.. mwlbepawat peintlommplates com



- The course of disease can be chronic and characterized by remissions and exacerbations.
- Onset is with redness, foreign body sensation, watering, and photophobia.
Misdiagnosis as blepharitis or allergic eye disease often delays appropriate treatment.
Progressive disease results in decreased vision.

- symptoms of systemic disease (e.g. dysphagia).

The progression of disease can be categorized into four stages,as follows:




Stage . chronic conjunctivitis with subepithelial
fibrosis. Loss of the plica and flattening of the
caruncle is an early sign.

Stage //I. symblepharon formation.
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Stage |V ankyloblepharon: dense adhesions to the lid margin,

limiting eye movement (frozen globe).
Severe keratopathy develops due to eyelid/lash malposition, aberrant eyelash growth and cicatricial entropion,

dry eye, exposure and limbal stem cell deficiency. Persistent epithelial defects, ulceration, and
neovascularization




Investigations:
To support the clinical diagnosis, a

of active inflammation(not symblepharon) should be examined for
immunofluorescent antibody labelling of immunoreactants (IgG, IgA) deposited

in a linear pattern at the basement membrane zone.

from an area

All of the following statements are true except:

A) She should be asked about use of topical
medications.

B) Conjunctival scrapings may reveal eosinophils.

C) Corneal scarring and vascularization are successfully
treated with penetrating keratoplasty.

D) Immunoglobulins are deposited along the
conjunctival basement membrane.

Which treatment would be most effective for this
condition?

A) Dapsone

B) Topical steroid drops

C) Lysis of membranes

D) Topica| CyC|OSp0rine www.free-power-point-templates.com




- Long-term systemic treatment is the mainstay.
- Dapsone is the front-line agent for mild to moderate inflammation (contraindicated in (G6PD)

deficiency).
- Alternatives to dapsone include mycophenolate, or azathioprine.
- For severe inflammation (conjunctival necrosis, limbitis) cyclophosphamide is used.
High-dose systemic corticosteroid is very effective but only used for short periods of time for control of

severe disease.

Adjuvant therapy to the above includes:
treatment for dry eye (tear,ium supplements lubricants, punctual occlusion (if not already stenosed from

scarrlng)) - e

i ! m&mtenance of mild disease or for acute exacerbations.
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Surgeny in QGIPZ7

surgery often initiates exacerbations

Surgery may be required in the following cases:

- Cryotherapy or electrolysis of trichiasis.

- Correction of entropion.

Mucous membrane grafts (e.g., buccal or amniotic membrane graft) can be used to
reconstruct the fornices if needed

- penetrating keratoplasty has an extremely guarded prognosis .

- A keratoprosthesis (artificial cornea) may be the only option to restore vision.
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and every 1 to 6 months during remissions.




A 13-year-old female was prescribed trimethoprim-sulfamethoxazole by her primary care provider
for a lower extremity infection. In the following days, she developed a fever of 103° F, conjunctival
injection, and an erythematous rash involving >60% body surface area with bullae involving <10%
body surface area. The antibiotic medication was immediately discontinued, but her symptoms
continued to worsen.

She was subsequently admitted to the pediatric critical care unit, and an ophthalmic consult was
requested.




- Definition:
potentially fatal acute mucocutaneous disorder. The most severe manifestation of this
disease is toxic epidermal necrolysis.
SJS is defined as <10% total body surface area, SJS-TEN overlap as 10-30%, and TEN
as >30%.
- Pathophysiology:
type Il hypersensitivity reaction with immune-complex deposition in the skin and mucus
membranes.
- Etiology:
The most commoriknewan etiological factors include:
s drug” hypersensrja»vmes 89%(sulfonam|des penicillin, phenytoin).
- viral lﬁectlonsgéerbes simplex, AIDS, influenza),
% sdna __MLGS. = ‘ﬁ.ﬁ’ﬁ\?z
: 1 T c
se is not identified in up to half of cases.




Clinical evaluation
1-14 day upper respiratory-tract symptoms. Mucocutaneous lesions
develop abruptly. Skin lesions are classically erythematous maculopapules described as ‘target
lesions’.
lasts 2—3 weeks and consists most commonly of a transient self-limiting
bilateral membranous conjunctivitis. Occasionally there may be more severe conjunctival
involvement with bullae, necrosis, and membrane formation,
There may be secondary ocular surface infection.
may occur depending on the severity of the disease. The
features of OCP stages II-IV may all occur but these are usually non-progressive after the
acute event.
Ocular surface disease can lead to progressive corneal scarring and vascularization.




The mainstay of treatment is supportive. systemic immunosuppresion for
acute disease Is best administered by an intensive care physician/
dermatologist.

Involves intensive use of artificial tears and lubricants,
prophylactic topical antibiotics, and possibly topical steroids. Any associated
long-term dry eye, lash/lid abnormality are managed as for OCP.

IS only indicated if there are signs of
recurrent conjunctlval iInflammation..
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, LCEgR Fatr 3d§5f3;régresswe (in contrast to ocular cicatricial
H) recu?rénces are rare, but up to 30% mortality




A 61 years old man with a 16 years of RA taking prednisone came to your
office.

He previously had discomfort, erythema and blurry vision for 6 days.
His general ophthalmologist treated him for severe staphylococcal
blepharitis.

He was taking:
Bacitracin oint bid
Ofloxacin e.d every hour.
Lid soaks bid.

His dl.scom.fort and.\ﬁtﬁkmﬂmpmved slightly but after few days he came

AT

severe p.aur;torelgmbﬂ ‘sfﬁatlon photophobia, tearing and blurred
\/FSLG wman befere:

No Hx of trauma discharge, any sick contact or URI.
No known drug allergy.




Ophthalmic examination:

BCVA: 0.50D, 1.0 OS

The lid and lashes were significant for severe lid crusting with telangiectasia. The conjunctiva was
injected +2.

The right cornea showed a circumferential stromal opacity . The limbal vessels were injected and
dilated with an epithelial defect and melting.

‘T. 2 &




Difrerential Diagnosis

Peripheral ulcerative keratopathy.
Mooren ulcer.
Staphylococcal marginal keratitis.

Herpetic keratitis.
acanthamoeba
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Peripheral ulcerative keratits

Definition: uncommon potentially blinding disorder consisting of crescent-shaped
destructive inflammation of the peripheral corneal stroma, with an epithelial defect.

What is peripheral cornea?

an arbitrary central limit beginning around 3.5-4.5 mm from the visual axis and
extending out to the junction of the ill-defined transition between limbus and the sclera
and conjunctiva.

Distinct anatomic differences of the peripheral cornea include:

- the greater thlckness (uﬁ?@ 0,7 mm) Wlth tight Collagen bundle packing; a vascular




Immunologic characteristics:

- More Langerhans’ cells , IgM and C1 (important in the activation of the classic complement

pathway), likely due to limited central diffusion from the limbal vessels of the latter two molecules due
to their large size.

- Additionally, the adjacent conjunctival blood vessels and lymphatics are source of inflammatory

effector cells and cytokines involved in the production of collagenase and proteoglycanase, which may
contribute to stromal thinning and eventually perforation.

Etiology

1 Majority- local and systemic immunological processes( 50% CVD) (34% RA)
| Few cases — infectious & neoplastic conditions




OCULAR MANIFESTATIONS:

] Presenting symptoms of PUK -not specific.

* Foreign body sensation, watering, pain, and photophobia —

* Pain is severe - associated sc/eritis (RA, WG, PAN, RP)

Pain without scleral involvement- Mooren’s Ulcer

* Decreased Vision - inflammatory process proceeds centrally.

* Photophobia with ggduced visual acuity - Associated anterior uveitis
QIS b AT

SR
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Ocular Examination.
Examination of lids and conj:
Blepharitis , Telengiectasis (rosaecae)

varying degrees of adjacent conjunctival injection.
Limbal |schaem|a due to VaSCklhtIC vaso-occlusion may also be present.

The cornea: as a c.rescent-Sﬁf:iped éplthellal defect with stromal thinning
and mfﬂtr@te,‘ X "'-'f’ o ~

Postemo?mgfﬁefﬂ S|gns of Posterior scleritis, Vasculitis of CVD.



SYSTEMIC EXAMINATION

1 Thorough systemic history & examination mandatory
[ Important Questionnaire?

Weight loss, fatigue Skin — facial rashes, ulcers, (SLE)
1 Respiratory symptoms ( WG, SLE)

1 Gl symptoms- pain diarrhoea ( SLE, WG)

1 Musculoskeletal symptoms- joint pain ( RA, SLE)

1 Neurological — seizures, Raynauds (WG, RP, SLE)

71 Genitourinary- hematuria ( PAN, SLE)

"1 Swollen ear lobes (RP, SLE)

71 Deafness (WG)

1 Nasal ulcers/ bleeds ( WG)

"1 Saddle nose (WG,RP).

L3




Clinical course of the ulcer

Stromal infiltration of peripheral cornea

4

Hour glass cornea ( contact lens cornea)

Superficial ulceration

Peripheral spreading and - Continued circumferential spreading
deeper ulceration
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Infectious causes: Others:

0 HSV,VzZV 1 Traumatic,postsurgical.
1 Acanthamoeba keratitis "1 Mooren ulcer.

1 Bacterial keratitis(staph, strep, gonococcus, Moraxella..) 1 Exposure keratopathy.
1 Fungal keratitis. "1 Rosacea.

Corneal degenerative conditions:
1 Terrrien’s marginal keratitis.

www.free-power-point-templates.com



‘Iboth are progressive, peripheral corneal
thinning may cause decreased V/A
1 Both can perforate.




Asymptomatic (painless)
Corneal epithelium intact

Non inflammatory condition: i.e
no conjunctival injection or AC
reaction

bilateral

Begins superiorly

More in men

i A yellow line (lipid) may
appear,with a fine pannus over
the thinned areas&
neovascularization.

symptomatic
Epithelial defect

inflammatory

Usually unilateral but can be
bilateral

Mooren: nasally or temporally

More in women when CVD
associated

Inflammatory infiltrates

 EjeRounds.org




1 Bilateral, painless

1 Inferior corneal crescent thinning
usually from 4- to 8-o’clock portions)
1 Progressive

1 Clear zone of cornea

1 Epithelium intact

1 Adjacent conjunctiva no
iInflammation.

1 Corneal ectasia above thinning

1 High against the rule astigmatism
1 Corneal topography




LABORATORY INVESTIGATIONS for PUK
1. CBC, ESR
2. RF( +ve in 80 % patients with RA)
3. Angiotensin Converting Enzyme ( Sarcoidosis)
4. Anti Nuclear Antibody(ANA) (SLE ,RA)
5. Antibody to Double Strand DNA (anti —ds DNA)(SLE)
6. Antibody to small nuclear ribonucleoprotein (anti-RNP )(SLE)
7. Anti neutrophil cytoplasmic antibodies (ANCA ) c-ANCA in WG
96%.
8. Anti CCP
9. Urine Analysis
10. HBsAg
11. FTA -ABS
12. CXR "’
13. .SmUSfCT = Se
_ LQCAI:-!NVESIJrGA’ O %ﬁ
- Wme&g/c&&r@’?o rule out primary or secondary infection).

®- W&&‘F\/ | biopsy in suspected autoimmune associated PUK




Treatment goals:

- Prevent superinfection.

- Promoting re-epithelialization.
- Control of inflammation

Prevent superinfection:

Prophylactic topical antibiotics - prevent secondary infections ( staph in MGD- Pseudomonas)

Promoting re-epithelialization

LUBRICATION
- Diluting effect of inflammatory cytokines in preocular tear film
(Many rheumatoid patients have KCS as a manifest of secondary Sjogren syndrome)
- Melting stops or slows down if epithelium made to heal
- How? By Lubricants ,Patching , Bandage Contact lens, punctal occlusion, possibly
tarsorrhaphy.



Control of inflammation

1-Topical Collagenase Inhibitors
e Sodium citrate 10 %

* Acetylcysteine solution 20 %

* Medroxy progesterone 1%

2- Systemic Collagenase inhibitors
* Tetracycline250 mg QID.
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3- Topical corticosteroids

* initial therapy in milder cases (typically when not associated with a systemic CVD)

e Useful in mild cases of RA-associated PUK

* May be harmful in a subset of vasculitic PUK because they inhibit new collagen
production.

» Not effective in WG, microscopic polyangiitis, Churg-Strauss syndrome, and PAN.

In these cases, corticosteroids may promote progression and even enhance perforation
and thus must be used judiciously.

4- Systemic corticosteroids

* Oral prednisone 1 mg/kg/day- very commonly used for the management of more severe cases of PUK.
* If there is progression, pulsed methylprednisolone (0.5-1.0 g) for 3

consecutive days ma*be effective.

* Costicosteroids aldﬁe.‘ma -_be,lnadequate to control the progressive ocular disease process
°°Prden#ged u%eﬂ“f;tj e[s - significant systemic side-effects necessitating alternative steroid-sparing

< v
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5- Systemic immunosuppressants

Indications :

1. potentially lethal systemic vasculitic syndromes such as PAN, RA, SLE, Sjogren’s syndrome,
WG, allergic angiitis of Churg-Strauss,GCA

2. necrotizing scleritis and vasculitis confirmed by histopathologic analysis of ocular tissue.
3. Bilateral and /or progressive Mooren’s ulcer.

4. Disease progression despite local conjunctival resection and tectonic procedures (e.g.,
tissue adhesive)

* In /diopathic PUK, Studies suggest that cyc/osporin A with dosages in the range of 2.5mg/kg/day
may_ be a reasonable igitial,choice,
(espeually if n,ephrot,t;xm' i “f]ot a concern)

e In Cdsess f. PUKamﬁﬁ* Z2: *q*\ecroz‘/zmg scleritis or Severe or rapidly

ﬂrg 1es. V&'PUK?{ ’ ‘;W/th other CVDs: First-line therapy is Cytotoxic immunosuppressives,
‘ﬁéfyphasp mide (2 mg/kg/day), together with corticosteroids (oral or pulse
'/m 478) -

 Maintenance: oral or SC methotrexate (7.5 -12.5 mg /week)



Surgical Treatment

* Temporarily remove the limbal source of local cellular mediators and collagenases important in progression
of the disease process
* May be of great diagnostic help

* When a perforation is too large for tissue adhesive to seal the leak, some type of patch graft will be
necessary.
* This may range from a small tapered plug of corneal tissue to a penetrating keratoplasty

cyanoacrylate glue
- preserve the integrity of the globe

1 control corneal melting in difficult to manage microbial keratitis,

1 but best avoided in immune mediated disease

1 Bringing conjunctival vasculature closer to area of corneal disease accelerate
Melting

« Initial /amellar tectonic grafting followed by central penetrating
keratoplasty



* Many patients with mild or moderate PUK may marsntain good vision if the
inflammatory process is rapidly controlled.

* The prognosis is more guarded when PUK is with a systemic CVD.

* Significant visual loss and ocular morbidity may develop with corneal perforation.

* Both ocular and systemic prognosis is more guarded when there is concomitant scleritis,
especially necrotizing scleritis.




A 63- year-old woman presents with a red, very painful right eye for several
weeks

Examination discloses an ulcerative, circumferential marginal
keratitis with a leading, undermined edge and

early neovascularization. Which one of the following
regarding the condition is false?

a. There is dysregulation in both cellular and
humoral immunity.

b. A milder, less painful variant may be seen in
young African American, Jmen.,
C. MedlcaLmanagement:f}nghLm ude oral prednisone,

ee-power-point-templates.com



Mooren’s Ulcer

 rare, degenerative, superficial ,idiopathic disease

- strictly a PUK, with no associated scleritis.

* Mooren’s ulcer can occur in all age groups, but the vast
majority present b/w 40 and 70 years.

e Disease can occur in either sex, but /777 outnumber
women. -,

. mre(p‘élpabra/l/j_‘ng@‘;{ ;@y?lved most often, followed by
etheil.n'fbda.andﬁ %ﬂh :superior limbus.

m mple , ,ence of any diagnosable systemic

disore




e severe and persistent chronic pain.
e Redness Photophobia Lacrimation
e Decrease in visual acuity due to associated iritis, central corneal involvement

and irregular astigmatism.

e rapidly progressive, ulcerative keratitis that begin peripherally and progresses

circumferentially , then centripetally
e single or multi-centric crescent shaped peripheral corneal ulcer with a characteristic

steep, infiltrated, undermined, or overhanging edges.

.. - —
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Limited type(typical or benign Mooren’s ulcer)

« More common (75%), benign, and unilateral

¢ mild to moderate symptoms.

¢ generally responds well to medical and surgical treatment.

e occur in older patients.

Atypical or malighant Mooren’s ulcer
° bilateral aIthough both eyes may not be affected simultaneously

< ‘ , |
‘.I‘ - . - - - - - - ,
“e*may be associated with coexistent parasitemia. \\\



e Trauma or infection alter normal corneal antigen a0
¢ Altered antigen taken up by macrophages(APC),
differentiation, and proliferation. .
e Lymphocytes return to the conjunctival vessels o¢ I; rinf

Healing: Corneal epithelialization and
vascularization associated with scarring and
thinning.

Advanced casesgmost of the cornea is lost
Iea,vmgbehihd a c»" %s}agd surrounded by
area of-'gsosflyt b@ f’ r

"’..r

e

f{oratlon is uncommon in type 1.



- stepwise approach to management is recommended

- Unilateral, mild-moderate cases.

1.Topical steroids hourly and low-frequency antibiotics.

2. Conjunctival resection:

Conjunctiva is resected 4 mm back from the limbus and 2 mm
beyond the circumferential margins.

3. Toplcal acetyIEVstEme 10% and L-cysteine (0.2)topical.




In case of Perforation

- Ulcer debridement with cyanoacrylate adhesive and bandage contact lenses.
» Lamellar keratoplasty with /V methotrexate- halt the process

'-—m

Bilateral or progre ssive Mooren's uIcer that didn’t
respond therapeutic sterovgisrm ’,junctlval resection will require systemic
cyto?ox&t-chefbotl;;e W % ﬁi"r”‘ 2 ""f_f?
IS ™ 2 M T
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PUK vs Mooren

PUK MOOREN
SYSTEMIC IMMUNE DISEASE NO SYSTEMIC DISEASE

Discomfort unless associated with scleritis Severe pain

females males
Scleritis may happen No scleritis
Guarded prognosis better

www.free-power-point-templates.com



Definition:
Inflammation of corneal stoma without primary involvement of epithelium or
endothelium.

Etiology

Infectious:
- Bacteria: syphilis (congenital 90% M.C cause of bilateral IK- or acquired),

TB (unilateral, sectoral), borrelia, leprosy (but not in USA).

- Virus: HSV,VZVigEBY.,

- Pﬁrasmc oncho ‘Js Ielshmanla malaria, African sleeping sickness




he

Interstitial keratitis

Frontal bossing;
Saddle nose

NMulberry molar

Saddle nose

Perf
erforated hard palate Cakidc e



Interstitial keratitis Hutchinson teeth

Syphilitic interstitial keratitis

Congenital syphilis

- Interstitial keratitis is a delayed immune-mediated response, not

a manifestation of active infection. Onset is at around 5-20 years
of age.

The interstitial keratitis is usually bilateral in 80%, although usually Sadcle nose
not simultaneous. :
- can be initiated by minor corneal trauma.

Frontal bossing,

Rhagades

Systemic findings:

Early: R
failure to thrive, asmaculop; ar.tash, mucosal ulcers, characteristic "
fissures amuqfithg ips-(thagades) «
Pt 0 X
Lata.,ld"‘
sensorir ness, sad dIe nose deformity , joint swelling,sabre tibiae,
bulladg jaws (maridibular prominence due to maxillary underdevelopment),

Hutchinson teeth. Hutchinson’s triad refers to IK, deafness, and notched

Perforated hard palate
teeth). Saddle nose

Saber shin



Initial symptoms are pain, watering, photophobia, and redness.
Signs

o Profoundly decreased VA is typical in the active stage.

o Limbitis associated with deep stromal vascularization, with cellular infiltration and
clouding that may obscure the still-perfused vessels to give the characteristic
pinkish ‘salmon patch’ appearance.

o Granulomatous anterior uveitis.

o After several months the cornea begins to clear and the vessels become non-
perfused (‘ghost vessels’)

o If the cornea later becomes inflamed, the vessels may re-fill with blood and,
rarely, bleed into the stroma.

o The healed stage is characterized by ghost vessels, feathery

deep stromal scarring andggmg;jmes thinning, astigmatism and band keratopathy.
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AQUIRED SYPHILIS:

- Interstitial keratitis is rare and unilateral.

- Usually after 10 years from getting the
disease (chancre), in neurosyphilis
stage. although it can occur as part of
primary infection.

Other ocular features including anterior
uveitis, dislocated/subluxated lens, cataract,
optic atrophy, salt and pepper pigmentary
retinopathy and Argyll Robertson pupils are
more common than IK.
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- (VDRL) and rapid plasma reagin tests are positive in active disease
while the Treponema-specific antibody test

- (FTA-ABS) remains positive even after treatment and more specific.

- PPD

1. Acute disease:
- Intense topical steroids (e.g. dexamethasone 0.1%/prednisolonel% 6—8 times/day) can reduce
the inflammation, limit opacification, and improve vision. Tapering steroids may be
needed for several months to keep the inflammation under control.
- cycloplegics.
2. Old inactive disease with central scarring:
- Penetrating keratoplasty can be considered if minimal amblyopia is present.
- Systemic treatmentwith:penicillin doesn't treat interstitial keratitis but is used to treat systemic
Infeetion OF prevent\neurosyphllls
- Treats any urrdéiazmg*gfs
,._'é ;ﬁ.&“z. . .. Téiz‘«&*r\?{
. "0"6 ®
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42-year-old Caucasian female complains of an
annoying red left eye for the past two months with
recent onset of vertigo and otalgia.

Slit lamp examination: Limbal edema and stromal
opacity were noted as well as several fine vascular
loops extending into the mid-stroma of the cornea.
There is mild vascular injection, especially inferiorly
and at the episclera covered by the lower lid,
associated with tenderness of the globe.

R



Cogan’s syndrome

- a rare systemic autoimmune vasculitis characterized
by interstitial keratitis, vertigo, tinnitis, and hearing loss
developing within months of each other.

- vestibuloauditory dysfunction remain the hallmarks of
Cogan’s syndrome.

- The etiology is unknown, but is believed to involve
autoimmunity to the inner ear and cornea.

- Affects young adults, F=M; children can also be
affected. Systemic features occur in 30% and may include
multisystem vasculitis that can be life-threatening,

- Ocular symptoms nc?ﬁ‘\specmc Redness pain,

. Qial nummular lesions before developing deeper
Multifecal strémal nodules and later vascularization




The diagnosis is one of exclusion and based on positive ocular and
otological features

o Erythrocyte sedimentation rate (ESR) and C-reactive protein (CRP) may be elevated;
elevated white cell count.

o Antibodies to inner ear antigens may be detectable.

o MRI may show inner ear and other abnormalities.

® Topical steroids for keratitis, with additional measures as
approprlate - S5

= Systemlc siepe;ﬁ

=

fVEﬁmulaaudltory symptoms require immediate treatment with 1-2

" g/kg pred‘hgoloneﬂté,pl? g‘er‘\t“h(%;\arlng loss.
. 4 aﬁy may also be required.

mﬁressw

QéferoLds may also be required for scleritis or retinal vasculitis
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case

A 12-year-old female complains of blurry vision, foreign body sensation, and photophobia in her right eye. While
she has had chronic problems for years in both eyes, she has noted the acute onset and progressive worsening of
the symptoms in the right eye for one week.

Past Ocular History: Since the age of 6, the patient has struggled with meibomian gland dysfunction and chronic
staphylococcal blepharoconjunctivitis, as well as recurrent chalazia.

oint-templates.com




Staphylococcal hypersensitivity disorders

- There are a variety of disorders that occur in patients with coexisting blepharitis or H/O
recurrent chalazia and styes.

- The exact pathophysiology: not known but type IV hypersensitivity reaction to
staphylococcal antigens is believed to be responsible.

These disorders include:
1- Staphylococcal hypersensitivity syndrome
2- Marginal keratitis
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Staphylococcal hypersensitivity syndro

- conjunctival injection and a punctate epithelial keratopathy that predominantly affects the inferior
cornea and Conjunctiva. Occasionally a diffuse keratopathy can occur.
- The condition can be bilateral, asymmetrical, or unilateral. The extent of corneal involvement can be

significant despite only mild eyelid disease.
- Symptoms range from mild irritation to foreign body sensation, watering, and photophobia.

Treatment
Treating the blepharitis together with a short course of topical steroids depending on the degree of

Inflammation.
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atitis
Symptoms

are mild irritation, watering, redness, and photophobia

This classically presents as a grey-white anterior stromal sterile |
corneal infiltrate. It commonly occurs on the peripheral cornea, lea A
a 1 mm clear area between the infiltrates and the limbus |

Initially the epithelium is intact but it eventually breaks down
after prolonged inflammation and the ulcer spreads
circumferentially with small blood vessels growing towards

the infiltrate.
ral coninnctival iniectio




Treatment

Without treatment, resolution generally occurs in 1-4
weeks, depending on severity. Occasionally there is
residual superficial scarring and slight thinning with mild
pannus.

- A weak topical steroid such as fluorometholone or
prednisolone 0.5% is instilled four times daily for 1-2 weeks,
combined with a topical antibiotic.

- An oral tetracycline course (erythromycin in children,
breastfeeding and pregnancy) may be required for
recurrent disease.

- Blephatritis is treated as necessary.
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- usually a self-limiting disease but may rarely be severe.
- Most cases in developed countries.

Etiology :

occurs commonly in children and young adults as a result
of type IV hypersensitivity to microbial antigens (most
commonly Staph. aureus but also Mycobacterium
tuberculosis in endemic areas).

Sym.ptoms Photoph@&a-J.aCrlmatlon and blepharospasm, often in a
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Signs

o A small white limbal or conjunctival nodule

associated with intense local hyperaemia.

o A limbal phlycten may extend onto the cornea.

o Spontaneous resolution usually occurs within 2—3 weeks;

a healed lesion often leaves a triangular limbal-based scar
associated with superficial vascularization and thinning but
occasionally severe thinning and even perforation can ensue.
o Very large necrotizing or multiple (miliary) lesions may
occur.

Investigation for tuberculosis is generally indicated only
In endemic areas or in the presence of specific risk factors

Treatment
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1- TYPE IlI: ocular cicatricial pemphigoid

2- TYPE lll: Stevens-Johnson syndrome —
peripheral ulcerative keratitis & Mooren ulcer.
3- TYPE IV: Interstitial keratitis and Cogan
syndrome -

staph hypersensitivity disorders : staph
hypersensmwty syndrome marginal keratitis,
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