Uveitis: Classification, Diagnosis, and Treatment

Abstract

Background: Uveitis is a common disease that mainly affects young people. This leads to a
significant loss of material. Acute anterior uveitis is the most common form and is most often
associated with spondyloarthritis, in which uveitis may be the first manifestation of the
disease. Specific patterns of uveitis are generally associated with systemic disease. Therefore,
close collaboration between ophthalmologists and orthopedic surgeons avoids unnecessary
diagnostic tests and is essential for accurate diagnosis and treatment of these patients. Acute
anterior uveitis is often better diagnosed than other forms of uveitis. However, it can cause
paralysis when inflammation is common. Small prospective studies with sulfasalazine have
shown a decrease in growth. In some forms of uveitis, diagnosis is difficult and systemic
corticosteroids and/or suppression of the immune system may require medication. Infliximab
is a promising treatment for select patients.

Conclusion: Uveitis in childhood is a serious disease associated with vision-threatening
problems. Uveitis associated with juvenile rheumatoid arthritis remains the leading cause of
eye disease in patients with childhood uveitis.
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Introduction

Uveitis is a type of eye infection. It affects the middle layer of tissue in the eyewall. Signs of
uveitis often appear suddenly and worsen rapidly. These include redness, pain, and blurred
vision in the eyes. This condition can affect one or both eyes and can affect people of all ages,
including children. Uveitis infection, injury, or possible cause of autoimmune or
inflammatory disease. In many cases, the cause cannot be determined. Uveitis is dangerous
and can cause permanent loss of vision. Early diagnosis and treatment are needed to avoid
complications and maintain vision (1).

Causes and Risk Factors

Uveitis is often associated with primary systemic disease, but about 50% of patients with
idiopathic uveitis may not be associated with other clinical disorders. Acute granulomatous
vasculitis is associated with human leukocyte antigen B27 (HLA B27) diseases such as
ankylosing spondylitis, inflammatory bowel disease, functional arthritis, psoriatic arthritis,
and Behcet's disease. Herpes simplex, herpes zoster, Lyme disease, and trauma are also
associated with acute non-granulomatous uveitis. Chronic non-granulomatous body weight is
associated with rheumatoid arthritis, chronic infantile iris-like inflammation. Chronic
granulomatous uveitis is characterized by sarcoidosis, syphilis, and tuberculosis. Posterior
uveitis is found in diseases such as toxoplasmosis, ocular histoplasmosis, syphilis,



sarcoidosis, and immunodeficient hosts with CMV or Candida or herpes infections. Embolic
retinitis can also cause uveitis (2).

Mechanism of Uveitis

The etiology of uveitis is usually idiopathic; However, genetic, destructive, or infectious
mechanisms can promote or exacerbate uveitis. Diseases that cause uveitis in the patient and
can be admitted to the emergency room include inflammatory bowel disease, rheumatoid
arthritis, systemic lupus erythematosus (SLE), sarcoidosis, tuberculosis, syphilis, and AIDS.
The traumatic approach is believed to be a combination of microbial contamination and the
accumulation of necrosis products at the wound site, causing the body to promote an
inflammatory response in front of the eye. With infectious uveitis, an immune response
directed at foreign molecules or antigens is reported to damage the uveal tract and vessels of
cells. If uveitis is diagnosed with an autoimmune disorder, the immune system may have a
hypersensitivity reaction, which involves injecting the immune complex into the uveal region.
The prevalence of etiology in all anatomical forms of uveitis, anterior, intermediate, and
posterior is as follows: idiopathic (34%), seronegative spondyloarthropathy (10.4%),
sarcoidosis. (9.6%), juvenile rheumatoid arthritis (JRA) (5.6%), SLE (4.8%), Behcet's disease
(2.5%) and AIDS (2.4%) (3).

Seronegative arthropathy includes non-specific ankylosing spondylitis, Reiter's syndrome,
psoriatic arthropathy, and inflammatory bowel disease. In a similar study, Rodriguez et al.
Anterior uveitis was the most common form with 51.6%, and the etiological distribution was
as follows: idiopathic (37.8%), seronegative arthropathy (21.6%), JRA (10.8%), herpesvirus
(9.7%), sarcoidosis (5.8%), SLE (3.3%), rheumatoid arthritis (0.9%), posterior uveitis were
the most common, the most common causes in 19.4% were toxoplasma (24.6%), idiopathic
(13.3%), cytomegalovirus (CMV) (11.6%). , SLE (7.9%) and sarcoid (7.5%) (4).

Pathological examination of eye specimens has provided invaluable information regarding
cell mediators, tissue damage, and treatment options in patients with uveitis. Immune cells
identified in pathological samples include T and B cell lymphocytes, macrophages, and
epithelial cells. For example, in uveitis associated with sarcoid, CD4+ T cells are increased,
although CD8+ T and B cells have also been found. Granulomas including large polynuclear
cells (aggregates of macrophages) and epithelial cells have also been identified; However,
granulomas have been identified in other uveal diseases, including ophthalmoplegia and
microscopic ophthalmology. After inflammatory cells infiltrate the eye tissue, tissue damage
and injury, and fibrosis result from the release of cytokines and the recruitment of additional
leukocytes. These processes have been described in late-stage Vogt—Koyanagi—Harada
disease (VKH), which includes subretinal fibrosis and choroidal neovascularization in a
significant percentage of patients with chronic VKH disease (figure 1) (5).
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Figure 1 Mechanism of Uveitis (5)
Classification of Uveitis

Anterior: The most common type of anterior uveitis causes inflammation in the front of the
eye. Symptoms may appear suddenly and, in mild cases, may resolve spontaneously. Some
people have chronic recurrent eye inflammation that disappears with treatment and then
relapses. If you have, you are likely to have anterior uveitis: rheumatoid arthritis, including
ankylosing spondylitis (AS). Independent diseases such as sarcoidosis and juvenile idiopathic
arthritis. Enteropathy such as inflammatory bowel disease (IBD), Pre-infection with
herpesvirus (cold or genital herpes) or chickenpox (6).

Intermediate: Young adults are more susceptible to moderate uveitis. This condition causes
swelling in the middle part of the eye. Also called cyclitis or vitritis, it usually affects the
fluid-filled space inside the eye. Symptoms can get better, go away, come back, and get
worse. About one in three people with moderate uveitis also have: multiple sclerosis (MS)
and sarcoidosis (6).

Posterior: A very rare form, posterior uveitis affects the inner part of the eye. It is often also
very difficult. It can affect the retina, optic nerve and choroid. Choroid contains blood vessels
that carry blood to the retina. It is sometimes called choroiditis or chorioretinitis. This type
can cause recurrent symptoms that last for months or years. Possible causes include: birdshot
chorioretinopathy, Viral etiologies such as the herpes virus or chicken pox virus. Lupus,
Sarcoidosis, Syphilis and Tuberculosis (6)



Panuveitis: Rarely, uveitis affects all three layers of the eye. This type is very difficult and
raises the risk of permanent vision loss. Possible causes include: Bacterial or fungal retinitis.
Viral retinitis, Toxoplasmosis, Lupus, Sarcoidosis, Syphilis and Tuberculosis (TB) (figure 2)

(6).
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Figure 2 Classification of Uveitis (7)
Signs and Symptoms

Signs and symptoms of uveitis may include the following: redness, eye pain, soreness, blurred
vision, darkening, floating areas in your visual field (floating), loss of vision, symptoms can
appear suddenly and worsen quickly and may occur, although in some cases they progress
slowly. They can affect one or both eyes. Sometimes symptoms do not appear and the
symptoms of uveitis are diagnosed with a routine eye exam. The uvea is the middle layer of
tissue in the wall of the eye. It consists of the iris, ciliary body, and choroid. When you look
in the mirror, you can see the white part of the eye (sclera) and the colored part of the eye
(iris). The iris is located in front of the eye. The ciliary body is the posterior structure of the
iris. The choroid is the layer of blood vessels between the retina and the skin. The retina is
placed inside the fundus. The back is filled with a jelly-like fluid called vitreous humor (8).

The type of uveitis you have depends on which part or areas of the eye are swollen. Anterior
uveitis affects the front of your eye (between the cornea and iris) and the ciliary body. It is
also called iritis and is the most common type of uveitis. Moderate uveitis affects the retina
and blood vessels just behind the lens and in the middle of the eye (vitreous humor). Posterior
uveitis affects the back of your eye, the lining of the retina, or choroid. Panuveitis occurs
when all layers of UVEA burn from front to back of the eye (9).

Complications

If left untreated, uveitis can cause additional complications. Problems are more likely when:
Age 60 or older, chronic uveitis, rare forms of middle or posterior uveitis (middle or posterior
uveitis), the most common problems with uveitis are Glaucoma: when the optic nerve that
connects the eyes. The brain is damaged. Cataracts can lead to vision loss if not detected and
treated in time: Cystic luteal edema: inflammation of the retina when a change in the crystal
lens of the eye causes blurred vision and blurred vision or fog leads to blindness, can affect



people with a chronic illness. Or posterior phlebitis, retinal displacement: when the retina
begins to lose blood vessels that provide oxygen and nutrients, and then adhesion:
inflammation that attaches to the iris of the lens. Uveitis is more likely to develop if not
treated immediately (10).

It is important to make an accurate diagnosis and make a follow-up plan before starting
treatment. Topical corticosteroids are a common treatment for premature uveitis. However,
they can increase intraocular pressure (IOP). Therefore, the patient should observe
ophthalmology to focus on resolving and controlling IOP. Long-term or short-term intraocular
inflammation can lead to pathological changes in the eye that can lead to permanent loss of
vision. These complications include cataracts, posterior synechia, cystoid macular edema
(CME), band keratopathy, hypotonia, glaucoma, and optic neuritis. Although waiting room
inflammation can be treated with topical steroids, some types of inflammation should never
be treated with intraocular, or oral steroids unless there is a risk of serious illness and a clear
diagnosis. No description. Infectious etiology is not excluded from laboratory tests and
analyzes. If possible, middle and Posterior Panuveitis should be referred to ophthalmologists,
especially uveitis specialists, for diagnosis and treatment (11).

Investigations and Diagnosis

Laboratory tests: This behavior should be related to the patient's history or signs or symptoms
that indicate a particular etiology. In some cases, you may not need to work in the laboratory.
If you have a history of trauma, known systemic disease, or unilateral soft tissue uveitis,
laboratory tests may not be useful unless your body shows systemic disease. Indirect efficacy
is shown when history and physical examination findings are irrelevant in the presence of
bilateral uveitis, granulomatous uveitis, or recurrent uveitis. Follow-up tests do not have to be
done in the emergency room. It can be ordered by a doctor in the hospital. Complete blood
count, erythrocyte sedimentation rate (ESR), antinuclear antibody (ANA), plasma rapid regin
(RPR), Venereal disease research laboratory test (VDRL), purified protein derivative (PPD),
lime titer, HLA-B27, urine Degradation and HIV. Seeing an ophthalmologist can examine the
eyes for a complete medical history. Visual acuity tests usually include a visual acuity test
(usually using spectacles if wearing spectacles) and the student's response to light (12).

Tonometry

Tonometry measures the pressure inside the eye (intraocular pressure). Anesthetic eye drops
can be used for this test (12).

A slit-lamp examination

A slit lamp is a microscope that magnifies the area in front of you and illuminates it with a
strong line of light. This assessment is necessary to identify the microscopic inflammatory
cells in the front of the eye (figure 3) (12).



Figure 3 Acute anterior uveitis caused by sarcoidosis. The eye is intensely red and the
cornea is shaded. Large groups of inflammatory cells are seen on the posterior surface
of the cornea (small arrows); there is a 1 mm hypopion (long arrow) (12).

Ophthalmoscopy

Also known as fundoscopy, this test involves widening the pupil with eye drops and bright
light in the eye to examine the back of the eye (figure 4) (13).

Figure 4 Severe sarcoid panuveitis with multiple choroidal granulomas and peripheral
chorioretinal scarring in the posterior pole (13).



Color photography of the inside of the eye (retina)

Retina Funds Color Image Funds uses the camera to record color images of the position of the
inner surface of the eye, to document the presence of discrepancies, and to track their changes
over time. This allows the technician to take pictures of a very large area and get a clear
picture of the funds (14).

Optical coherence tomography (OCT) imaging
This test measures retinal and choroid thickness to detect inflammation in these layers (14).
Fluorescein angiography or indocyanine green angiography

An intravenous (V) catheter must be inserted into a vein in the arm to color these tests. This
color reaches the blood vessels of the eye and allows you to take pictures of inflammation of
the blood vessels in the eye (15).

Analysis of aqueous or vitreous fluid from the eye, Radiography and CT

MRI scans

If ophthalmologists think that the underlying disease may cause your uveitis, you may be
referred to another doctor for regular checkups and laboratory tests. Sometimes the sole cause
of uveitis is difficult to identify. Uveitis can be successfully treated, even if no specific cause
is identified. In most cases, identifying the cause of uveitis is not a treatment. It is still
important to use treatment to control inflammation (figure 5) (16).

Figure 5 Panuveitis in patients with a - d ankylosing spondylitis. Improved axial T2WI
(@), axial (a), FLAIR (b), TIWI (c), and T1WI images in which luma and saturation (d)
show a balance between water and glass, and increase the light of gadolinium - Left eye



calf groove. The jokes of the left globe are much more dynamic than those of the right in
the images with unchanged T1 weight and are surprisingly more intense in the
unrevealed FLAIR. There is no significant difference in T2 weight images. The
increased brightness of the left ventricular line (arrow) is commendable compared to the
normal right eye and the front brightness (c) and post contrast axial (d) images with T1-
weighted images. Also noted the formation of cataracts in the left eye (arrow) (17).

Treatment

If uveitis is caused by a low-grade condition, treatment may focus on that specific condition.
Treatment for uveitis is usually the same regardless of the underlying cause unless it is
contagious. The goal of treatment is to reduce the inflammation in your eyes and other parts
of the body if that happens. In some cases, treatment may be necessary for months or even
years. There are many treatments available. Medications that reduce inflammation. Your
doctor may prescribe oral contraceptives, such as corticosteroids. Eye drops are not enough to
treat inflammation outside the eye, so corticosteroid injections or corticosteroid tablets (taken
orally) may be needed inside or near the eye. Medications that control pain: Eye drops that
enlarge the pupil (significantly) may control the iris and ciliary body spaces, which can help
relieve eye pain. Antibiotics: If uveitis is caused by an infection, the doctor may prescribe
other medications to control the infection, with or without antibiotics, or corticosteroids.
Drugs that affect the immune system or destroy cells. If your uveitis affects both eyes, does
not respond well to corticosteroids, or is so severe that your vision is at risk, you may need
immunosuppressive medication. Some of these medications can cause serious eye side effects,
such as glaucoma and cataracts. Oral or injectable drugs can cause side effects in other parts
of the body besides the eyes. You may need to see your doctor for follow-up and blood tests
every three months (18).

Surgical or other procedures
Vitrectomy

Surgery to remove another vitreous from your eye is rarely used to diagnose or control the
condition (figure 6) (19).

Figure 6 Vitrectomy (20)



A medication-releasing implant

Ophthalmic instruments can be an option for people with posterior uveitis who are difficult to
treat. This device gently removes corticosteroids from the eyes for 2-3 years. Cataracts are
common in people who have not yet developed cataracts. Up to 30% of patients require high-
pressure eye treatment to prevent the development of glaucoma. The cure rate depends in part
on the type of uveitis and the severity of the symptoms. Uveitis that affects the fundus (retinal
uveitis or panuveitis, including retinitis or choroiditis) is usually greater than anterior uveitis
(anterior uveitis or iritis). Acute inflammation lasts longer than mild inflammation. Uveitis
may recur (21).

Discussion

For many years, uveitis was considered a unique disease. Therefore, the treatments were very
different. As knowledge of the course of the disease increased and the complexity of
immunological and microbiological tests increased, uveitis was found to cover a wide range
of diseases. Some disorders are disorders of the local immune system, but most are systemic
disorders that include eye symptoms. Patients with uveitis may face some of the most
difficult diagnostic problems in ophthalmology. The treatment and diagnosis of different
uveal tissues are very different and require an accurate diagnosis. Fuchs uveitis syndrome
(also known as Fuchs achromatic iris-like inflammation), Behcet's disease, toxoplasmosis,
cytomegalovirus (CMV) retinitis, ocular histological traits, and Vogt-Koyanagi-Harada
(VKH) disease. Many diseases, including clinical symptoms, have mild symptoms. General
when available. , Laboratory analysis. Similarly, patients with the first episode of acute non-
granulomatous anterior uveitis do not require a sudden examination and physical examination
of the system (22).

Laboratory tests are rarely useful as diagnostic tools. When deciding which tests to perform, it
is helpful to use historical and physical indicators, as well as knowledge of the preexisting
diagnostic capabilities of the disease. This diagnostic procedure is important to avoid false
results and expensive and unnecessary tests. Therefore, there is no standard laboratory test
available for a patient with uveitis other than the diagnosis of syphilis and sarcoidosis, which
can occur in different ways. The key to a focused and effective patient evaluation is a
complete history, physical exam, and systemic exam. With this information, the doctor can
make a different diagnosis and perform more laboratory tests (23).

Conclusion

Uveitis is a medical condition that can occur in emergency departments or primary care
settings. It is important to identify the symptoms and make an accurate diagnosis. Healthcare
providers must refer patients to ophthalmologists if uveitis is suspected. If the patient is
admitted to the center with symptoms associated with uveitis and the center is unable to
adequately diagnose the complaint; The patient should be referred to the facility where these
tests can be performed. When diagnosing uveitis, it is important to start treatment with topical
corticosteroids and cycloplegic drugs. Because it is visually impaired, healthcare providers
need to ensure that patients are treated with scheduled treatment before discharge. If the



patient is unable to pay for the medication, social services can help the patient. Uveitis causes
about 10% of blindness in the United States, so proper treatment and treatment is very
important. Uveitis management should be led by a professional team of ophthalmologists,
retinal and uveitis specialists, nurses and trained pharmacists who work together to support
the treatment of the uveitis patient and achieve a better outcome.
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