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Terminology: Dystopia
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STIMULATING AUTO-ANTIBODIES (Graves™ discase)
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THYROID EYE DISEASE

1wy 1. Soft tissue involvement
T e Periorbital and lid swelling

Q\“"“ e Conjunctival hyperaemia
 Chemosis

* Superior limbic keratoconjunctivitis
2. Eyelid retraction
%\o‘\':}k{ 3. Proptosis
Q .
4. Optic neuropathy
S. Restrictive myopathy



Soft tissue involvement

Periorbital and lid swelling
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Signs of graves disease
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CT scan finding 1n Graves disease
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Figure 1 - Coronal CT scans from two patients with Graves’
orbitopathy. A) Patient with symmetric enlargement of the
extraocular muscles in both orbits. B) Patient with asymmetric
involvement of the extraocular muscles.
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 Bilateral lid retraction
* No associated proptosis |+ Bilateral proptosiﬂm
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* Unilateral lid retraction |.7]d la‘g in downgaze
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Unlnﬂuenced by treatment of hyperthyroidism
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Axial and permanent in about 70% May be associated with choroidal folds

Treatment options

» Systemic steroids
* Radiotherapy

* Surgical decompression
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Orbital vascular disease
Khalil Al-Salem M.D FRCS, FICO



VASCULAR ORBITAL DISORDERS

1. Orbital venous anomalies (varices)

e [solated orbital varices
e Combined orbital and external varices

2. Carotid-cavernous fistula

 Direct
 Indirect
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* Congenital enlargements of pre-existing venous

* May bleed or become thrombosed




Isolated orbital varices

Intermittent proptosis

Non-pulsatile, without| Precipitated or

a bruit accentuated by
Valsalva manoeuvre




Combined orbital and external varices

L |

Sudden gmuaence Conjunctival varices
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Precipitated or accentuated by Valsalva manoeuvre
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1S anatomy

| and sinuses are intact on the left side.
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Direct carotid-cavernous fistula

* Defect in intracavernous part of internal carotid
* Rapid flow shunt Ruptwe of lhe Tch ke the
Causes Cover e SIS

* Head trauma - most common — WS\l Jd/wpd
* Spontaneous rupture - in hypertensive females ! %
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« Ptosis, chemosis and conjunctival injection

* Ophthalmoplegia

« Raised intraocular pressure —3
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Direct carotid-cavernous

* Pulsatile proptosis

with bruit and thrill

* Abolished by * Retinal venous congestion and
ipsilateral carotid haemorrhages

compression
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— Between the — Between meningeal
intracavernous internal branches of the internal
carotid artery and carotid artery and
cavernous sinus cavernous sinus

Type A intemal carotid artery

Cavernous
sinus
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Indirect carotid-cavernous fistula(dural shunt)

* Indirect communication between meningeal branches of
internal or external carotids and cavernous sinus, Slow

flow shunt
Causes
e Congenital malformations

* Spontaneous rupture
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 Dilated episcleral vessels

* Raised intraocular pressure with
wide pulsation
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* Occasional ophhalmoplegia
and mild proptosis
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Orbital infection
Khalil Al-Salem M.D FRCS FICO



ORBITAL INFECTIONS
AND
INFLAMMATIONS



Bone

Orbital septum

Upper eyelid|

Lower eyelid

Orbital septum

Bony orbit




Orbital
* Infection behi ldrbltk thﬂym

 Usually secondary to ethmoiditis

» Presentation - severe malaise, fever and orbital signs

Signs

« Severe eelid oedema and redness
» Proptosis - most frequently lateral and down

 Painful ophthalmoplegia
» Optic nerve dysfunction 1f advanced



Complications of orbital cellulitis

* Raised intraocular pressure
» Retinal vasculature occlusion
 Optic neuropathy

e Orbital or subperiosteal « Meningitis, brain abscess
abscess  Cavernous sinus thrombosis



Management of orbital

 Resistance to antibodies
 Orbital or subperiosteal abscess

« Optic neuropathy

Post-treatment



Idiopathic orbital inflammatory disease
(I0ID)

» Non-neoplastic, non-infectious orbital lesion (pseudotumour)
 Involves any or all soft-tissue components

* Presentation - 20 to 50 years with abrupt painful onset

. Usually unilateral

. Periorbital swelling and chemosis
. Proptosis

. Ophthalmoplegia



““ (linical course and treatment of IOID

Treatment - nil

Treatment options - steroids, radiotherapy or cytotoxics




Dacryoadenitis
* Occurs 1n 25% of patients with IOID
« Usually affects otherwise healthy individuals - no treatment required

» Presentation - acute discomfort over lacrimal gland

. Oedema of lateral aspect of . Injection and tenderness of palpebral
upper lid lobe of lacrimal gland

. Mild downward and inward
globe displacement

. Reduction in tear secretion



Orbital myositis

Subtype of IOID

Involvement of one or more extraocular muscles

Clinical course 1s usually short - treat with NSAIDs

Presentation - sudden onset of pain on ocular movement

. Underaction of left lateral rectus . CT shows fusiform enlargement
of left lateral rectus

. Worsening of pain on attempted left gaze






