
 

IRITIS 

 

“Dancer”, pastel on paper, laid down on board, 1896, Edgar Degas 



“..I want more than anything else, to remain alone, to work as calmly as possible with 

my pitiful eyes and, in order to obtain this supreme good, this repose, to condemn 

myself to die alone….” 

 

Edgar Degas, letter to his sister, Marguerite, June 1893.  

 

There can be no crueler irony to a genius of the Arts, than to lose the sense that their 

Art so intimately replies on. One measure of true genius, however, is the ability, the 

determination, the will to adapt to insurmountable adversity. Ludwig van Beethoven 

produced “Ode to Joy”, whilst, deaf, John Milton dictated his monumental “Paradise 

Lost”, after he had gone totally blind.    

 

The great French Impressionist Edgar Degas was one of the giants of Nineteenth 

century Art. Few today know that at the age of just 36 years, he contracted a 

mysterious disease of his eyes, which saw a gradual yet relentless decline in his vision 

that never left him. In his old age he was virtually blind, only able to fumble around in 

his apartment, by the feel and long familiarity of it. He first noticed a mild problem 

with his vision just after joining the National Guard during the Franco-Prussian War 

of 1870-71. He attributed his visual difficulties to the freezing weather he experienced 

whilst on long hours of guard duty. Things seemed not too bad for some years, until 

he went to New Orleans in America, to stay with relatives for the year. The sunlight 

was much stronger there, than he was used to in his native Paris, and it was about 

this time, he began to complain bitterly about photophobia. He would always be 

afraid of strong sunlight; perhaps in part explaining his abhorrence of the 

Impressionist’s penchant for “en plein air” painting. “What lovely things I could 

have done …if the bright daylight were less unbearable for me”, he wrote to his 

friend James Tissot in February of 1873. He much preferred the gas-lit glow of the 

Opera and Paris Ballet to the glare of bright sunlight.   

 

In his forties Edgar developed a scotoma that began to interfere with the central 

vision in right eye. He would live the rest of his long life under the shadow of a fate 

more terrifying that he cared to imagine - total blindness. “My eyes are fairly well” 

he wrote to Tissot, “but all the same I shall remain in the ranks of the infirm until I 

pass into the ranks of the blind. It is really bitter, is it not? Sometimes I feel a shiver 

of horror…” By 1874, he had been seeing a host of doctors, all of whom were 

perplexed by his aliment and could offer very little.  “My eyes are very bad”, he again 

wrote to his friend, “the oculist… has allowed me to work just a little until I send in 

my pictures. I do so with much difficulty and the greatest sadness”. Despite all the 

ministrations of the medical profession, slowly, but surely Edgar’s vision would 

deteriorate. By 1891, at age 57, he could no longer easily read. “I see even worse this 

winter, I do not even read the newspapers a little; it is Zoë, my maid, who reads to me 

during lunch….Ah! Sight! Sight! Sight!…the difficulty of seeing makes me feel numb”, 

he lamented to his friend Evariste de Valernes. In his 60s he began to experience 

difficulty in distinguishing fine gradations of colour. In 1892 he dictated a letter to de 

Valernes, “They are trying to improve my sight by screening the right eye and only 

allowing the left one to see through a small slit. Things are fairly all right for getting 

around, but I cannot get accustomed to it for working”.  

 

And yet in the 1890s Edgar continued to produce huge numbers of beautiful works 

that begin to appear almost as proto-fauvist. Rather than a demise in the popularity of 

his works, Edgar is more famous than ever. In 1899 the Artist Paul-Albert 

Bartholomé cognizant of the harsh financial realities of most Artists of the day wrote 



of Edgar, “Degas alone continues to sell at increasingly formidable prices, people no 

longer speak of anything less than 20, 30, 40, 60 thousand francs, none of which 

reaches him! He could pocket some of it, if he wanted but he is flabbergasted by such 

speculation and looks on apparently unmoved”. Art dealers and agents were 

becoming very rich on the back of Edgar’s works. But Edgar was never motivated by 

money, thanks to his banking father, he never suffered from a true lack of means, 

although in his old age, his works were commanding astonishing prices. In 1912 

following the sale of the industrialist, Henri Rouart’s collection of his works, which 

netted the staggering sum of 435,000 francs for just one of them, (“Dancers 

Practicing at the Bar, 1876-77), he was asked by a journalist “was he pleased to hear 

of the result?” He responded cheerily enough with “I feel like  a racehorse that has 

won the Grand Prix!”….some accounts say that as he walked away, he then mumbled 

with some bitterness, “…and gets nothing more than its ration of oats”. 

 

While the evolution of Edgar’s work from the 1860s to 1890s was undoubtedly in 

large part attributable to his insatiable desire to explore new directions, it is 

interesting to ponder to what extent  this evolution was directed by or constrained by 

the increasing difficulties with his vision. It certainly played some role. As his vision 

worsened, he changed the media he preferred to work with, from oils to pastels for 

example. Pastels are easier to work with and require less fine precision. And yet the 

change from oils to pastels only seemed to enhance the novelty and the brilliance of 

his work. Edgars good friend, August Renoir once poignantly observed, “Had he died 

at 50, he would have been remembered as a good, competent artist, but nothing 

more”. Today of course Edgar is regarded as one of the greatest giants of Nineteenth 

century Art.  

 

Perhaps in fact it was partly his increasing reliance on monocular and peripheral 

vision that drove him on through new, uncharted and brilliant waters.   

  

Just as Art historians and medical professionals have long debated the exact nature of 

Beethoven’s deafness, so have they debated the nature of Edgar’s gradual loss of 

vision. Many learned theories have been put forward, but in truth it is impossible to 

be sure of the exact cause of his medical condition, or anyone else’s for that matter, 

who lived and died over a century ago. Interestingly amoung his doctors’ 

“diagnoses” was “chorioretinitis”, but in the archaic medical terminology of those 

times its difficult to know exactly what was meant by this. In the 21st century 

chorioretinitis is taken to mean any inflammation of the posterior uveal tract. Given 

Edgar’s photophobia, scotoma, and later difficulty in distinguishing colours, things 

certainly point to some kind of retinal disease. Whether this was inherited or acquired 

is unknown.  

 

Today uveitis is a general term for any inflammation of the uveal tract. Pain and 

scleral injection suggest an anterior uveal inflammation or iritis while painless loss of 

vision without obvious scleral injection, suggests a posterior uveitis. As most cases of 

both these situations are classified as “idiopathic” our understanding of uveitis has 

progressed by nothing whatsoever, in the century since Edgar’s death. Despite this a 

range of effective treatments are nonetheless available, in the form of cycloplegics, 

corticosteroids, immunosuppressive agents and anti-infective agents. Had these 

treatments been available to Edgar Degas, his life would have been very much more 

comfortable…..but would he have been remembered and revered by posterity?  

 

 



IRITIS 

 

 

Acute iritis 

 

Introduction 
 

Acute iritis (otherwise known as acute anterior uveitis) is essentially an 

immunologically mediated inflammation of the anterior uveal tract of the eye. 

 

It is a subset of the wider spectrum of inflammatory disease of the uveal tract 

(uveitis)  

 

Iritis is the most important entity of uveitis as it is the most common pattern of 

uveitis, accounting for 90 % of people with uveitis.  

 

The main differential diagnoses of iritis will be: 

 

1. Acute infective conjunctivitis  

 

2. Acute allergic conjunctivitis. 

 

Iritis / anterior uveitis is easier to diagnose than posterior uveitis as it is associated 

with visible (i.e on visual inspection) inflammation of the eye and pain, while 

posterior uveitis does not have visible inflammation and is not painful.   

 

Etiology is largely unknown, but thought to be autoimmune in nature 

 

Treatment consists of cycloplegics, steroids and, where known, treatment of the 

underlying cause.  

 

All suspected cases should be referred to an Ophthalmologist, ideally within 24 

hours.    

 

Terminology 

 

Uveal tract:   

 

● This includes the iris, ciliary body and the choroid, (see appendix 1 below) 

 



♥ Anterior uvea refers to the iris and ciliary body 

 

♥ Posterior uvea refers to the choroid and retina. 

 

Iritis and irido-cyclitis:  

 

● Iritis is inflammation of the iris in isolation. 

 

● If the iris and the ciliary body is involved the condition is known as 

 irido-cyclitis  
  

● There is visible inflammation at the front of the eye 

  

● It is painful due to inflammation and reflex spasm of the iris. 

 

Chorioretinitis (also known as Choroiditis): 

 

● This is inflammation of the posterior uvea, (i.e the choroid and retina).  

 

● There is no visible inflammation in the front part of the eye. 

 

● It presents with impaired vision and is painless. 

 

Panuveitis: 

 

This refers to both anterior and posterior uveal tract involvement. 

 

History 

 

Anatomists once though that peeling off the outside layer of the eye, would reveal a 

grape like structure   

 

The term “uveitis” derives from the Latin word for “grape”, which is “uva” 

 

Classification 

 

Iritis can be classified as  

 

1. Acute 

 

2. Recurrent 

 

3. Chronic 

 

 ● This has been somewhat arbitrarily defined as > 3 months. 

 

Pathology 

 

The pathology of uveitis is largely unknown, but is thought to be immunological in 

nature. 

 

 



Causes 

 

1. Most cases are idiopathic, (possibly due to a post viral syndrome) 

 

Less commonly other causes are associated with underlying systemic disease and may 

include: 

 

2. Connective tissue diseases: 

 

 ● Seronegative arthropathies. 

 

  These include: 

 

  ♥ Ankylosing spondylitis  

 

♥ Reiter’s disease 

  

♥ Behcet’s syndrome 

  

♥ Psoriatic arthritis 

 

♥ Arthritis associated with inflammatory bowel disease 

 

 ● Rheumatoid arthritis 

 

 ● Sarcoidosis (usually causes a posterior uveitis) 

 

3. Traumatic: 

 

 ● Usually secondary to direct blunt injury 

 

4. Infective causes (usually causes a posterior uveitis) 

 

Most commonly: 

 

● CMV  

 

● HIV 

 

● Herpes (zoster and simplex) 

 

Less commonly: 

 

● Toxoplasmosis 

 

● Mycobacteria:  

 

 ♥ Tuberculosis / leprosy.  

 

● Lyme disease  

 

● Syphilis. 



 

5. Drugs: 

 

● Some drugs have been implicated. 

 

Complications 

 

These include:  

 

1. Visual impairment. 

 

2. Secondary cataracts. 

 

3. Secondary glaucoma 

 

4. Scarring with the development of anterior or posterior synechiae. 

 

Anterior synechiae: 

 

This is much rarer than posterior synechiae. There is an inflammatory 

attachment of the anterior iris leaf to the posterior corneal surface. 

 

 Posterior synechiae: 

 

This is adhesions of the posterior leaf of the iris to the anterior lens capsule. 

The condition may be diagnosed with atropine drops, where the pupil dilates 

irregularly in response. 

 

If the whole pupillary margin becomes adherent the aqueous which diffuses 

from the ciliary body cannot pass forwards through the pupil to reach its exit 

in the canal of Schlemn and the iris becomes ballooned forward (an iris 

bombe) and intra-ocular pressure rises resulting in a secondary glaucoma. 

 

Clinical Features 

 

Uveitis is largely a diagnosis of exclusion. 

 

Either one or both eyes can be affected. 
 

Important points of history: 

 

1. Pain: 

 

● Onset of pain generally occurs over several hours. 

 

2. Vision: 

 

● Is usually normal, but may have some blurriness.  

 

 Visual impairment is more usually a feature of posterior uveitis.  

 

3. Photophobia: 



 

● This can be both direct and consensual, (i.e. photophobia experienced 

 in the affected eye when a light is shone in the non-affected 

 contralateral eye)  

 

Important points of examination: 

 

1. Tender and painful globe. 

 

2. A contracted and sometimes irregular pupil: 

 

 ● This is due to reflex spasm of the iris caused by pain.  

 

3. Red eye: 

 

 Circum-corneal injection, or “ciliary flush”, i.e. inflamed vessels of the sclera 

 adjacent to the limbus.  

 

● The conjunctival examination reveals a 360 degree perilimbal 

injection, which increases in intensity as it approaches the limbus.  

 

● Differentiate iritis from conjunctivitis, where the pattern is reversed, 

with the most inflammation seen at the periphery of the sclera, and 

relative sparing adjacent to the limbus. 

 

Two examples of perilimbal inflammation, characteristic of iritis. 

 

4. Visual acuity may be somewhat decreased  

 

5. IOP is normal. 

 

6. Slit lamp examination may show anterior chamber abnormalities: 
 

● Flare of the anterior chamber, ie a perceived beam passing through the 

anterior chamber. It is similar to that produced by a light beam passing 

through a dark smoky room. 

 

● Cells in the anterior chamber; Pus cells (i.e. white blood cells) are 

characteristic within the anterior chamber and may on occasions be so 

profuse as to result in a hypopyon 



 

● Keratic precipitates (“K.P”) within the anterior chamber, these are 

clumps of inflammatory cells adherent to the back of the cornea. They 

are often visible macroscopically 

 

Comparison of Iritis (anterior uveitis) and Posterior Uveitis   

 

 

Feature  

 

 

Iritis  

 

Posterior Uveitis  

 

 

 

Scleral appearance  

 

Perilimbal inflammation   

 

Clear  

 

 

Pain  

 

 

Painful  

 

Painless  

 

Vision  

 

Mild blurriness  

 

 

Scotomas/ floaters/ flashes /  serious 

visual loss / 

 

 

Incidence of uveitis  

 

 

90 % 

 

10 % 

 

Prognosis  

 

 

Good with appropriate 

treatment.  

 

 

Protracted course/ more serious disease 

with greater likelihood of visual loss.    

 

 

 

Differential diagnosis: 

 

The main differential diagnoses of iritis will be: 

 

1. Acute infective conjunctivitis, (viral in particular)   

 

2. Acute allergic conjunctivitis. 

 

Prognosis: 

 

The prognosis of iritis largely depends on:  

 

● The underlying cause. 

 

● The severity 

 

● The region of the uveal tract affected (anterior has a better prognosis than 

 posterior).  

 

Idiopathic cases tend to last several weeks to up to 3 months, but can also become 

chronic > 3 months. 

 



Some visual impairment may occur in iritis in the absence of adequate treatment. 

 

Investigations 

 

None are usually necessary, unless a secondary cause is particularly suspected. 

 

Secondary causes are not routinely sought from an ED setting, but ophthalmologists 

may consider: 

 

1. CMV/ HIV serology / PCR 

 

2. HLA-B27 typing 

 

3. Quantiferon testing for TB 

 

4. Syphilis serology 

 

5. Rheumatoid factor 

 

6. ANA 

 

7. CXR, (sarcoid) 

 

Management 

 

If iritis is diagnosed and treated in its early stages, there is often no loss of vision. 

 

It takes 6 - 10 weeks to treat an episode of acute anterior uveitis.  

 

Treatment of intermediate and posterior uveitis is more complex and can take many 

months or even years. 

 

For acute iritis:  

 

1. Pad the affected eye to provide rest and protection from photophobia. 

 

2. Cycloplegics:  

 

 To allow: 

 

 ● Physiological rest. 

 

 ● Relief from pain due to ciliary spasm 

 

● Dilate the pupil so that any posterior synechiae that may develop do so 

well away from the central visual field 

 

Options include: 

 

● Tropicamide 0.5%  (short acting - 6 hours) 

 

● Cyclopentolate 0.5% (intermediate acting - 24 hours) 



 

● Homatropine 2% (long acting - up to 5 days) 

 

See latest Therapeutic Guidelines for full prescribing details.  

 

3. Topical steroids: 

 

 ● Steroids should only be given after ophthalmological consultation. 

 

Most patients with iritis respond to steroid eye drops.  

 

Those with posterior uveitis often require local injections of corticosteroids or 

oral steroids.  

 

Some patients require additional immunosuppressive agents.  

 

 In cases caused by infection, steroids should be initiated after the initiation of 

 the appropriate anti-infective agent.  

 

See latest Therapeutic Guidelines for full prescribing details.  

 

4. Treatment, if known, of any underlying causative pathology. 

 

● Tuberculosis / toxoplasmosis should be treated promptly with the 

 appropriate agents.   

 

● Viral infections should be treated promptly with appropriate antiviral 

 agents. 

 

Disposition: 

 

All suspected cases should be referred urgently (within 24 hours) to a specialist 

Ophthalmologist. 1 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Appendix 1 

 

Anatomy of the eye 
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