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THE UVEA IS THE VASCULAR LAYER OF THE EYE.




CLASSIFICATION OF UVEITIS
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Classification of Uveitis:
Anterior, Intermediate, Posterior, and Panuveitis
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ANTERIOR UVEITIS CONT.




'ANTERIOR UVEITIS CONT.
Signs: N

> Keratic precipitates.
> Cells.

> Flare

> Hypopyon

> Pupillary Miosis.
» Iris nodules.

> Fibrin.

> Pigment dispersion.




® Posterior synechiae. (A) Early synechiae formation in active acute

anterior uveitis; (B) extensive synechiae and pigment on the lens

following a severe attack of acute anterior uveitis




INTERMEDIATE UVEITIS

- The major site of inflammation is the vitreous.

Symptoms:

Floaters, Blurred Vision

Signs:

> Snowball Opacities.

» Exudates over pars plana.
> Vitreal strands




POSTERIOR UVEITIS

The site of mﬂammahon is retma and/ or choroid.

SymPtomS'

> VA

> Painless

> Floats.

> Photopsiasis.

> Metamorphopsia
> Scotomata
» Blurred Vision




EVALUATION

> Fluorescein Angiography FA
> Ultasonography.
> Optical Coherence Tomography OCT.

> Anterior Chamber Paracentesis.
| > Vitreous Biopsy.
> Choroiretinal Biopsy.










> Upveitis glaucoma is more common in cases of granulomatous the non-

granulomatous.

> The prevalence of glaucoma secondary to uveitis
Adults  :5.2%-19%
Children : 5%-13%

» Visual prognosis for children with uveitis glaucoma is worse.

> Uveitis is found in patients of all ages esp. 25-44 years.




> In most inflamed eyes the intraocular pressure decreases ,due

to a breakdown of the blood-aqueous barrier.

> But in some eyes the outflow is compromised more than

production.

> Even if the pressure is normal early on ,it can go up later as
aqueous production returns towards normal and the

corticosteroids used to treat the inflammatory can also elevated

the IOP
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- ]PATHO]LOGY OF UVEITIS
G]LAUCOMA

Open Angle 4—|_ Closed Angle & o




OPEN ANGLE MECHANISMS:

> Abnormal Aqueous Secretion.
> Aqueous Humor Proteins.

> Inflammatory cell.

> Prostaglandins.

> Trabeculitis.

> Steroids induced ocular hypertension.



ABNORMAL AQUEOUS SECRETION

> Inflammation of ciliary body decrease aqueous production with
normal out flow and decrease IOP ( like acute Uveitis).

> Decreased aqueous secretion with low outflow

IOP normal or increased.




AQUEOUS HUMOR PROTEINS.

In Uveitis: blood- aqueous barrier is disrupted which lead to

increased aqueous proteins in anterior chamber

$

Obstructing the trabecular mesh work

!

Increase IOP

-+

Posterior or peripheral anterior synechiae




INFLAMMATORY CELLS

| >Inﬂammatory cells secrete inflammatory mediators (Prostaglandins,Cytokines,..)in
AC.

i >Inﬂammatory cells can increase IOP by infiltrating the trabecular meshwork and
 Schlemm’s canal - mechanical obstruction to aqueous outflow.

»>Chronic and sever Uveitis can cause:
v Permanent damage to the trabecular meshwork from injury to trabecular endothelial cell.

‘/Scarring in the trabecular meshwork and Schlemm’s canal or from formation of hyaline

membrane overlying the trabecular.



TRABECULITIS.

>['rabecu]itis is diagnosed when the intraocular inflammatory response is
localized to the trabecular meshwork with absence of other signs of active
intraocular inflammatory.

PIncreased IOP with trabeculitis caused by Decrease aqueous outflow due to:

v Accumulation of inflammatory cell.
v Dectease phagocytosis of the trabecular endothelial cells.




STEROIDS INDUCED OCULAR HYPERTENSION




STEROIDS INDUCED OCULAR HYPERTENSION




RISK OF STEROIDS RESPONSE




CLOSED ANGLE MECHANISM




PERIPHERAL ANTERIOR SYNECHIAE

' > PAS is adhesions between Iris and the trabecular meshwork or Cornea that can

completely block or impair access of the aqueous to the trabecular meshwork.

» Best detection by Gonioscopy.
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PAS - Peripheral Anterior Synechiae

' > PAS result from organization of inflammatory material that pulls the Iris
surface into the angle affecting only small portions of the trabecular meshwork

or cornea.



PERIPHERAL ANTERIOR SYNECHIAE




POSTORIOR SYNECHIAE

| > Inflammatory cells , proteins and fibrin in aqueous humor can

stimulate posterior synechiae.

> Posterior synechiae are adhesions between posterior iris surface &
anterior lens capsule , the vitreous face in aphakic patients or intraocular

(IR i BRI o i vickial,

| > Posterior Synechiae that extend for

BRI Pupillary block) GaserfoJris ok
and f10P.




FORWARD ROTATION OF CILIARY BODY

»Acute intraocular inflammation can cause ciliary body swelling and
supraciliary or suprachoroidal effusions that may result in the forward
rotation of the ciliary body , cause angle closure not associated with

pupillary block.

»This type of angle closure occurs on patients with iridocyclitis , annular
choroidal detachment and posterior scleritis and can be seen in acute

stage of Vogt-Koyanagi-Harada Syndrome



FOR WHICH WOULD ONE DO AN PI?
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DIAGNOSIS




DIFFERENTIAL DIAGNOSIS

I. Adenoma of non pigmented epithelium of ciliary body.
I II. Uveitis glaucoma hyphema syndrome.

ITI. Lens-induced glaucoma.

IV. Non penetrating trauma.

V. Grantos syndrome

(I IOP + inflammatory precipitates on trabecular
meshwork + quiet eye )



Uveitis-Glaucoma-Hyphema Syndrome




> Most commomly caused by chafing from anterior chamber intraocular lenses ,but can
occur from any type of pseudophakic lens (even in bag IOL)

> usually complicated with:

® Chronic inflammation(iridocilitis)

® Cystoid macularedema

" Secondary iris neovasculazation
Recurrent hyphemas

Glaucomatous optic

Eventually loss of vision




[ ® This syndroma results of

mechanical irritation of anterior

\
;
segmeny structures from an

intraocular lens or even cosmetic

iris implants.

® Most commonly in elderly adults
,but reported in the pediatric age
group.
® Within 6 months of IOL implant is

consistently higher in anterior

chamber lenses than in iris plane

lenses than in posterior IOL.



MECHANISM OF UGH




MECHANISM OF UGH







MANAGEMENT







Management of Uveitis Glaucoma




Inflammation +
high IOP

v

START: steroids, aqueous
suppressants, mydriatics
STOP: miotics, ?prostaglandins

v

Reassessment

AT A

10P high
Mo inflammation

10P high
Inflammation

h 4

h 4

il steroids
Consider cytotoxics

fi 1OP-medication
Consider surgery

A
1l steroids, ? cytotoxics
I IOP-medication
? surgery
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Surgery




MEDICAL THERAPY




Corticosteroids

Prednisolone Methylprednisolone Prednisone

Dexamethasone Methylprednisolone

M 1|y oromethalone




Complications of corticosteroids

Topical Periocular Svstemic

As for topical
Cataract

Ptosis

Glaucoma

Scleral perforation




Corticosteroids — the mainstay of therapy

Depending on the site of inflammationand severity
Topical
Periocular

Systemic

Topical drops will not be effective forintermediate, posteriorand

panuveitis
‘Use enough soon enough’
To always start with a higher dose and taper before stopping

To investigate before starting
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We Should Avoid:




SURGERY




LASER THERAPY

> Argon or Nd:YAG laser
iridotomy in management of < j>

angle closure glaucoma(iris

bombe).
> Argon laser trabecularplasty
is ineffective
> Cyclodestructive procedure: < >
Cyclocryotherapy.

Yag or diode Laser.

Transpupillary cyclophotocoagulation



HOW ARE SPECIFIC




FUCH'S IRIDOCYCLITIS:

v’ Stellate ,diffuse keratic precipitates.

V' Heterochromia (in 80%)

v’ Cataract.

v Chronic anterior uveitis without anterior synechiae formation.
v Low-grade anterior chamber reaction.

v Typically unilateral — insidious.

v’ Presents equally in middle-aged men &women.

V' About 15 % are Secondary open Glaucoma.

v Gonioscopy: fine blood vessels that cross trabecular meshwork.







S1gNS

Heterochromia
Keratic precipitates
Featureless iris

Iris neovascularization
— very fragile vessels

owa

P e A Glaucoma Curriculum: Fuchs Heterochromic Iridocyclitis glaucoma
O




MANAGMENT




POSNER~- SCHLOSSMAN SYNDROME
( GLAUCOMATOCYCLTIC CRISIS)




POSNER~ SCHLOSSMAN SYNDROME-CONT.




KEY POINTS




Oke HOME Message







