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Course Objectives

At the conclusion of this course, attendees will be able to:

Recognize the variable clinical presentations of common autoimmune
conditions.

Appreciate integration of innovative imaging modalities into clinical practice to
aid early diagnosis.

Know the latest in management and treatment options.

Understand the critical role of co-management.

Current Opinion in Immunology
Volume 80, February 2023, 102266

Review

The increasing prevalence of autoimmunity
and autoimmune diseases: an urgent call to
action for improved understanding,
diagnosis, treatment, and prevention

Autoimmune Diseases Facts

* An estimated 50 million Americans
are living with an autoimmune
disease.

*  Women make up 80% of those
affected by autoimmune diseases.

* There are over 100 identified
autoimmune diseases.

* The prevalence of autoimmune
diseases is rising

« Studies highlighting a ~50% rise
in antinuclear antibodies

regulation
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Ocular complications are associated with:
Severe disease

Increased mortality
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Rheumatoid Arthritis (RA)

* Inflammation of the synovial membrane of the joints and/or other internal
organs
Prevalence: 1-2%
Occurrence:
* Anyage
* 3:1Females
* Unknown etiology
« Interplay between genetic (HLA-DRB1), predisposition, and
environmental triggers
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Rheumatoid Arthritis (RA)

Swelling of synovial lining
* Angiogenesis
Rapid division/growth of cells=Pannus
* Synovial thickening/hyperplasia
* Inflammatory vascularized tissue
* Generation of metalloproteinases
Cytokine release
* Infiltration of leukocytes

Changes in cell-surface adhesion molecules &
cytokines

 Destruction of bone & cartilage
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Laboratory Findings

(+)Antinuclear antibodies
(ANA)
1 Erythrocyte 8 +10% - 37% in healthy individuals
Sedimentation Rate (ESR) (lRbelnatoidiacteq(He) over the age of 65
«False positives- drugs and
infections

Synovial fluid: turbid with
many leukocytes

American College of Rheumatology: Criteria for the Diagnosis of Rheumatoid
Arthritis

it lawolvement points

serology

Duration af Symptoms

A diagnosis of definite RA is supported by at least one swollen joint not otherwise explained and score of 6/10 from the
above criteria.

1 riteria; an American College of Against Rheumatism 010622560
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Juvenile Idiopathic Arthritis (JIA)
; Rt ie-Arthritis-HRA)

* Most common type of arthritis affecting children
* Children under 16 (usual onset between 2-4 years of age)
+ Symptoms and signs > 6 weeks
+ Swollen, red, painful joints
« Typically, worse in the morning or after a nap
* Earliest signs of JIA may be limping in the morning
* Fever
* Some children may have growth problems
+ Oligoarticular JIA (four or fewer joints), Polyarticular JIA (five or more
Joints), Systemic JIA (fever and rash in addition to joint pain)
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A Multifactorial Condition that affects
apsproximately 38 millionindividualsin the

***|less than 10% of diagnosed patients are
being treated.

« Systemic chronic inflammatory disorder
characterized by lymphocytic infiltrates

Sjogren’s in exocrine organs
« Lacrimal, salivary, and sweat glands
Synd rome ¢ Occurrence:

* 4/5/6th decade

* 9:1 Females

« Autoimmune- HLA- B8/ DR3
* Antibodies to the Ro antigen
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Sjogren’s Syndrome

 Sjogren's syndrome that occurs alone

|——|

' Secondan — ]

¢ Rheumatoid Arthritis

* Systematic Lupus Erythematosus

* Scleroderma

* About 50% of patients have secondary Sjogren's

B SiccaSyndrome By
* Xerophthalmia (dry eyes)
* Xerostomia (dry mouth)
o Xeroderma (dry skin)
* Parotid gland enlargement
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SJOgren S Syndrome Mainstays of Therapy

* Cyclosporine A

o  Artificial Tears

* The SJO® Test | + Punctal Plugs- absorbable, permanent, NLD Hyaluronic Acid
— * Petroleum based and Water Based Ointments

* Autologous Serum Tears

— Traditional markers (SSA, SSB, ANA, RF) along with three proprietary « Devices (contact lenses, googles) & Surgery (Tarsorrhaphy)
markers: Salivary protein-1 (SP1), Carbonic anhydrase-6 (CA6), and Parotid
secretory protein (PSP). New Modalities

* Varenicline (Tyrvaya)- Nasal Spray, increases Tear Production

¢ BIOOd test: « Perfluorohexyloctane (Miebo)- Drop, creates an anti-
— Antinuclear Antibody (ANA) and Rheumatoid Factor (RF) evaporative layer
— SSA (or Ro) and SSB (or La) autoantibodies * Vyve (0.1% in Perfluorobutylpentane)
* Reproxalap (fast-acting, non-steroid)
* present in about 70% and 40% of patients, respectively « TRYPTYR (TRPMS agonist for tear production)

* Intense Pulsed Light (IPL) and Radiofrequency (RF)
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TREATMENT OVERVIEW Biologics

* Non-pharmacologic therapy

* Pharmacologic therapy A g i,
— Non-disease modifying PO 28 Mg et ool < Infliximab (Remicade) «  Anakinra (Kin
zrslfﬁ) . mmﬂu * Etanercept (Enbrel) «  Abatacept (Orencia) Pmr‘uT:um
B Corticc?steroids tefunomide e e g 06 KST/AT oy, pen s «  Adalimumab (Humira) - Rituximab (Rituxan) s
+ Prednisone < 10mg PO P0: 2003 2mortie, | & *  Golimumab (Simpani) *  Toclizumab (Acetemra) : JBA?”S
. Disease»?:xiydifying — it %xlmmmm : I(;zr:;l[:z:;}a;;i:z-a) *  Tofacitinib (Xeljanz)
IS e e e
* Non-biologics
* Biologics
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Biologics in EYECARE 2026

¢ --mab (monoclonal antibodies), --cept
(fusion of receptor and protein), --
fusp (fusion protein), --kin
(interleukin antagonist) and --
interferon
* Adverse side effects called immune-
related adverse events (irAEs)
— Dry Eyes
— Uveitis
— Vasculitis
« Subretinal fluid/ Choroidal
detachment
— Neuropathy
* CN palsies
* optic neuritis
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82 year-old White Female with a h/o SLE X 30 years diagnosed with AMD

31

26 year-old black female treated with Plaquenil (200mg BID x 12 yrs) for SLE presented with
best-corrected visual acuity (BCVA) of 20/20 OD, OS

N
-]

L-RPE Tickness (im) | TUM-RPE Thickness ()
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Systemic Lupus Erythematous (SLE)

* An inflammatory, multisystem, autoimmune disease of unknown etiology
with protean clinical and laboratory manifestations and a variable course and
prognosis

¢ Occurrence:

* Women in their reproductive years

¢ 10:1 Females

* Variation in race/ethnicity:
* More common in Black (3-6x)
* Hispanic and Native Americans (2—3x)
* Asian (2x) populations

35
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Revised Criteria for the Classification of Systemic Lupus Erythematosus

*  Malar rash: red flat or raised over the cheeks, *  Renal: proteinuria (> S00 mg daily) persistent or cellular
sparing the nasolabial folds. casts (RBC, granular, tubular er mixed).

«  Discoid rash: red raised patches with keratotic *  CNS: seizures or psychosis in absence of alternative
scales, atrophy and scarring may occur in older explanation (e g. drugs or metabolic disorders such as
Iadione: electrolyte abnormality or uremia).

«  Photosensitivity: skin rash as a result of exp : f Pl H ;{“""h onzor
10 sinlight: more occasions; or lymphopenia (< 1500/mm) on 2 or

= Oral ulcers: painless ulcers in the mouth or more occasions o thrombocytopenia (<100,000) in
nasopharyngeal areas. absence of medications know to decrease platelets.

= Arthritis: nonerosive arthritis (pain, swelling or +  Immunalogic: antiphaspholipid antibodies present
effusion) in = >2 peripheral joints. based on either an abnormal serum level of IgG or IgM

«  Serositis: pleuritis (pleuritic pain or rub or pleural anticardiolipin antibodies or a positive test result for
effusion) er pericarditis (ECG or rub or evidence of lupus anticoagulant or Anti-DNA antibody or Anti-5m
effusion). antibady or false positive VDRL {(or RPR).

*  Antinuclear antibodies: elevated level of ANA at any
time, in absence of drugs known te cause "drug-induced
lupus®.

matous (SLE)

More than 4 criteria need to be present during an interval of observation
+2019 European Rheumatism/American College of lassification Criteria for Systemic i
Augon 3 2025)
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Abstract
oo *  Occurs in 20-30% of patients with SLE
T e « Episodic vasospasm of small peripheral
arteries
St o ¢ Blue discoloration of hands and feet
prry 0000

Rported e #ects easng 1o dsconsnuaton of e Sy 5.
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woron- il Ocular Toxicity of HCQ/ CQ
r—’% _

Bind to RPE Melanin
« Inhibit lysosomal function of the RPE
« Decrease phagocytosis of the

HydrOXVChlorquine (HCQ) and p-hcl)r:zrrz‘:gzjr:ccumulation of
Chloroquine (CO) Screening Guidelines lipofuscin

* Pigment-containing RPE cells
migrate into the outer nuclear and
outer plexiform layers

« Sparing of foveal center and the
resulting “bull’'s eye”
maculopathy

« lrreversible photoreceptor loss and

RPE damage

41 42



Recommendations on Screening for Chloroquine and
Hydroxychloroquine Retinopathy (2016 Revision)
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>5.0 mo/kg (real weight) for Hydroxychloroguine

Daily dose >2.3 mo/kg (real weight) for Chloroquine

Drug use time More than 5 years

Renal disease Abnormal glomerular filtration rate

Concomitant drugs used Tamoxifen use

Can affect the evaluation and susceptibility to

Macular disease chloroquine and hydroxychloroquine

‘Adapted from: Marmor MF, Kellner U, Lai TY, Melies RS, Mieler WF- American Academy of Ophthalmology.
Ophthalmology. 2016 Jun; 123(6):1385-94,

Cumulative Dosage Calcs

Weight [ 120 |Ibs wmm

120 Ibs = 54.4 Kg

200 | mg taken [bid ~|for[1_v|[years |16 @ ©

Dosag

calculate idea weight from height o
The majority of cases of retinotoxicity have occurred in patients that
have had a cumulative dose exceeding 1000g of hydroxychicriquine
—Result (Plagueni)

5.0 mg / kg x 54.4 kg = 272 mg/day.

This leval Is reached in about 7 years with the most common dally
dose of Plaquen, 400 mg/day (200 bid)

This dosage (and less) would be regarded
lower risk daily dose. Dosages greater than
this amount will increase risk of
retinotoxicity.

HCQ is typically dose: 200mg BID. The maximum safe
dose is 5.0 mg/kg
The threshold dose would be 400 mg/day for a
patient weighing 175 Ibs or 300mg for a patient
weighting 1351bs

Taking the typical Plaquenil dosage (two 200
mg tablets or 400 mg/day), may place your
patient at higher risk for retinotoxicity.

eyedock. I
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Lesser Risk Factors

«Elderly patients might seem to be at higher risk
Age +A recent demographic study found no significant association
between age and risk of toxicity

*No clear association between liver disease and toxicity has been
demonstrated

Liver disease

+There have been suggestions that some patients have a genetic
predisposition to HCO toxicity
+More research necessary

enetic factors

Ask about common side effects of CQ/HCQ therapy

Pruritus, headaches, dizziness and gastrointestinal upset to detect those that are non-
compliant and those that are receiving a dose that is too high.

*  Less frequent side effects include discoloration of the oral cavity, nails, skin and hair and
rash

Table 3. Clinical Examination Techniques

Ao o e e
Primary tests: ideally do both
K Goeme el il ol P itgee th cace)
SDOCT
Other objective tests (as needed or available):
mfERG
FAF
Newer tests of possible value in furure
Microperimetry
Adaptive optics retinal imaging
Not Recommended for Screening
Fundus examination
Time-domain OCT
SR S
Full-field ERG
Amsler grid
Colos testing
EOG E

EOG = elect | ERG = el . FAF — fundys White 10-2: White Stimulus/ 24-2
au(dlnors'c:n:t:'. mfERG = Lmul:ifnr_ql elecrorerinogram;  SD - or 30-2 VF for Asian Patients
i el

+
5 T
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Preservat
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ILM-RPE Thickness (um)
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oth d the retinal Ri
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CQand HCQ early toxicity: Localized paracentral ERG depression HKIOphthalmol Vol. 15 No.1
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Management g Term Risk Stratification

¢ Co-manage with PCP/Rheumatologist to STOP medication immediately
maculopathy
— Goal is to minimize progression of visual loss
— If not possible (medication is critical to manage underlying disease)

* Close monitoring (every 3-6 months) to assess progression
Document that patient accepts risk of permanent vision loss

3

o o
(g &
LOW RISK ® =

Year0 Year1l Year2 Year3 Year4 YearS Year6 Year7

& L oo 5 E ; . !
B e T T
@ LA W L

R LA

‘Adapted from: Marmr, MF, Kellne, U, Lai, T, Ronald B. Meles, R, Mieler, WF. on e auine and Retinopathy (2016 Revison)
Available

HIGH RISK

SEQUENTIAL CHANGES IN

HYDROXYCHLOROQUINE RETINOPATHY

UP TO 20 YEARS AFTER STOPPING THE

DRUG Results

AmpiNcatione fe: kil Versne Scree Toxlciip « Early and moderate cases stabilized in
i FAF appearance, foveal thickness,

ellipsoid zone line length, and visual
acuity for up to 9 years after stopping
HCQ.

By contrast, severe cases demonstrated a
continual loss of these parameters for up
to 20 years off the drug.

Presence of RPE damage at initial
examination predicted progressive
retinopathy over many years.

Patients should still get yearly CEE
Case reports of patients with HCQ toxicity as early as 1.9 months on treatment

oxychloroquine. Ho
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Thyroid Eye Disease (TED)

An autoimmune disease caused by the activation of orbital fibroblasts by
autoantibodies directed against thyroid receptors

3 million Americans affected

Associated with Hyperthyroidism- 90% of the cases

10% Euthyroid, Hypothyroidism, Hashimoto's thyroiditis
Thyroid-associated ophthalmopathy (TAO)/ Graves orbitopathy (GO)

53 54
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Hypothalamic-Pituitary-Thyroid Axis

¢ The hypothalamus produces thyrotropin-releasing
hormone (TRH).
¢ The pituitary gland produces thyroid-stimulating
hormone (TSH).
— Normal: TSH range of 0.4-4.0/4.5 mU/L

— Hypothyroidism (underactive): high TSH (>4.0-5.0 mU/L) and
low T4

— Hyperthyroidism (overactive): low TSH (<0.4 mU/L) and high
T3/T4

—  Euthyroid: Abnormal TSH with normal T4

Hashimoto Thyroiditis

* Autoimmune disease that destroys thyroid cells by cellular-
mediated and AB-mediated immune processes.

* The most common cause of hypothyroidism*

* Elevated TSH

* Low T4

* Thyroid-associated eye disease occurs in 6% of patients with
Hashimoto’s Thyroiditis

55
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Thyroid Eye Disease (TED)
Pathophysiology

Increased scleral show
Upper eyelid retraction

Conjunctival redness Lower eyelid . OpsndedOrbial
& chemosis retraction/displacement  Puffy lower lids . Sobt Toe 401

-
“htps/ondonooplstic co.ukhyroceye disease
“Hodgion, N, Raa, . Curent Understandin of the Proression an Mianagement of Thyroid Asociated Oritopathy: A

vaiable Tosadss) i

The
Chronic Phase
s

@

5

5 including
2 E igeslion,
3 s 5
g > Sl
£ o
g g
L/ 3

Lo

Courtesy of AMGEN TED Disease State + P Deck
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Thyroid Eye Disease (TED) Signs

Claws  Abbreviation  Description Delailed Description

Tab.15.3 Eyeid signs in Graves disease
s i No signs e

st Mot nphalecninsion. Tysidvgn
« Dalymplesign  Upper eyeld 1 r@racted withvisble ckera superior
Benius andwi ; ra suparior

. = Only sgre, o sl

symproms . exposure keratits (overactive muscle of Midler)

Swelling of eyelids N Crakit - a

Softtissue Chemosis Sgn Upper eyelid retracts when the eye depresses (over2
2 5 involvement Photophobia muscle of Malen
5 ¥ o E:{'::[‘:T’;“ ——— = Gidign Upper eyelid s difficult to evert (due to eyeid edem
A £ dey iy  Stelhwag sign Rare biinking

involvement diplopia)
PR | Comal TGl oy SNty Rindgas

[ g i 5“'“;'"“““'"“"

0 s Sight loss colot of vision i

Current Knowledge on Graves' Orbitopathy. J. Clin. Med. 2021
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Historically, Treatment Options for TED Sslecied
Based on Disease Activity and Severity

Disease Severity

sight-
Ihrealening

- IV steroicss
- local measures™
Acwe - Onlsleroidsilocute | Cftiabelbidiogics (IOCI. RTX)
- Orbital rodiation
Stage stoge or . O surgery
Qel
o clinical ol snralment

§ - Surgicalintervention affer 23

it Local measures months observation (as - Surgical Intervention

naedad)

¥, miravencos: N/, not appicapie; (ol aualty of ite; TOCI tockm.mman, KT, mumab.
B

Courtesy of AMGEN TED Disease State + Teprotumumab HCP Deck
1. o 03 f ok Tl ZTEBNDIBAP LG, B b of o ar B 20145711538

60
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Teprotumumab (Tepezza)
@

TEPEZZA Decreased Proptosis and Reduced Orbital Swelling

™ EW ENGLAND JOURN

. 4 MEDICINE

Teprotumumab for Thyroid Eye Disease

T

Teprotumumab
{an IGF-IR inhibitor)

Graves' disease

and active thymid eye disease

= Reduction
oty in proptosis
?\ of 22 mm - At Week 24, patient had a 5mm reduction in proptesis, no inflammatory signs and symptoms of TED, and a decrease in
the Gorman diplopia score from 310 0
b~ * Orbital fat volume was reduced; inferior rectus muscle size decreased by 49 percent, and medial rectus muscle volume
~ decreased by 41 percent
\ N EnglJ Med 2020; 382:341-352N EnglJ Med 2020; 382:341-352

1} HoRIzON
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Te p rOtu l I . u l ! la b (Te pezza ) TEPEZZA Patient Treated with Full Course of Therapy
Phase 4: Safety
D Doutte-sted Wecimant Tesod. (%) Fiocats Oty wrraza gwear)
FeEey— T6ma B
Sannin ccnane 1isor 12
Adverie avers hading 1o tudy d0g EsseataEn" s 1eq
P gy o o
Adveric evenh of specialnkerest Tos0p L)
I et e, 2(4n
Hrpeproansa 2000 S11aa)
Hoata 2000, n
mie v o - " g With TEPEZZA
s e Treatment
Nopece °
Domrma “
el Iﬁ:
Crovea 1531
Headoche e
Oy o
Nl bwd dhorder e
bre por =0
s o
HoAlc ncreaed o
e
o=y = “Before and After” selfies of one of my patients who completed full course of TEPEZZA therapy
e PR A raion ) e . o A s B
Creamngl
il s B SRR, Courtesy of AMGEN TED Disease State + Teprotumumab HCP Deck i} worizon - o o
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Case: 59 year-old White Male

65 66
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UVEITIC MACULAR EDEMA (UME)

m Diagnosed with Uveitic Macular Edema
(UME) OS

W Laboratory testing revealed Lofgren’s
Syndrome (Acute Sarcoidosis)

B Treatment: NSAID’s, Corticosteroids,
Immunomodulators (hydroxychloroquine),
biologics, intravitreal injection (anti-VEGF/
steroids), intraocular implants

Sarcoidosis

A multisystem granulomatous inflammatory disease

« Noncaseating Granulomas (NCG)- are comprised of epithelioid cells and
giant cells

« Delayed hypersensitivity and heightened Th1 (T helper 1) immune
response in affected organs

16X more common in Black females

« The disease is usually more serious
Predominantly in the lungs and lymph nodes
Arthritis/ Bone and joint involvement

67
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Clinical features

« Bilateral hilar lymphadenopathy AKA
“Potato nodes”

* Pulmonary infiltration

¢ Arthritis/Bone and joint involvement
* Neurological involvement

* Cardiac involvement

Laboratory Findings

(+) Angiotensin-
converting enzyme (ACE)
 ACE will be elevated in up to (+) PPD

80% of patients with active (Hilar lymphadenopathy)
Sarcoidosis

Chest X-ray

CT of chest and abdomen Pulmonary function test Tissue Biopsy

69
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Acknowledgement'Robert Tomsak, MD
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Inflammatory Bowel Disease (IBD)

* Two types:

— Crohn’s disease
« Can occur anywhere in your digestive tract

— Ulcerative colitis (UC)

* Usually affects only the innermost lining
* Patients may develop skeletal abnormalities similar to
ankylosing spondylitis
* Clinical hallmark of UC is bloody diarrhea
* There is an increased risk of colon cancer in
ulcerative colitis
— 5% of patient will develop colorectal cancer
(CRC)

World J Gastroenterol. 2008 Jul 7;14(25):3937-3947.

3/17/2026

Ulcerative colitis
Interior of a patient’s colon

e

79
IBD/Spondyloarthropathies (Spondylarthritis) Spondyloarthropathies (Spondylarthritis)
* Group of interrelated chronic inflammatory diseases that « Ankylosing spondylitis
affect the vertebral column ) )
— Rare inflammatory disease
* Clinical features: M )
- ore common in young men
— Arthritis
— Involvement of sacroiliac joints ~ Onset 15-35 years of age
X X . — More common in Native Americans
— Genetic predisposition for HLA-B27 — 95% positive for HLA-B27
— Uveitis
— Increase familial incidence
81 82
Spondyloarthropathies (Spondylarthritis) Spondyloarthropathies (Spondylarthritis)
¢ Reactive arthritis (Reiter’s syndrome) o .
— Classic triad: conjunctivitis, arthritis, urethritis/cervicitis * Psoriatic arthritis (PsA)
— Chronic, immune-mediated skin disease
_ « Skin disease precedes the arthritis in nearly 80% of patients
® ULuidl LUTTTIPIILAUULD ULLUT (11 JU/0 UT paLiciig - Conjunctivitis and uveitis
* 80-90% positive for HLA-B27 — Pitting and/or discoloration of fingernails and/or
* Laboratory W/U include: toenails
— Chlamydia culture
— HIV testing
83 84
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Multiple Sclerosis

* Immune-mediated inflammatory disease that attacks myelinated axons in the
CNS
* Women are 2x more likely to develop MS
« Ages of 20 and 50 years
« Average age of onset ~34 years.
* Risk Factors:
* Genetics
* Infections
* Viral
* Environmental
* Common in individuals of northern European
descent

87 88

Classification Ocular Findings

e Relapsing-remitting MS (RRMS) — Facial pain/ vertigo/ Trigeminal neuralgia-

. Optic Neuritis hearing loss " .
* Approximately 85% of cases Optic neuritis Treatment Trial T AT B\:'{Z':i(’:é::gf'
(ONTT) some point in their illness trigeminal neuralgia
el Primary progressive MS (PPMS) —_—

* 10-20%

Facial myokymia Chiasmal and retro

: (irregular twitching chiasmal RS
|— Secondary progressive MS (SPMS) —l of the facial muscles) abnormalities

Ocular motility

|— Progressive-relapsing MS (PRMS) —l

89 90
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Optic Neuritis (ON)

Papillitis (35%) < retrobulbar optic neuritis (65%)
Peripapillary hemorrhage RARE (6%)

its differential di d Open Ophthalmol J. 2012;6:65-72

Optic Neuritis (ON)

SD- 0

o Early
* Helps detect subtle disc edema
e Later
* Thinning of the RNFL within 3-6 months (74%)
*Runa GCAas well
* Unaffected fellow eyes also demonstrate
reductions in RNFL compared to normal controls
*Bio marker for neuronal damage?

Trip SA, Schlottmann PG, Jones SJ, et al. Retinal nerve fiber layer axonal loss and visual dysfunction in optic neuritis. Annals of Neurology 2005; 58: 383-

91
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Optic Neuritis (ON)

VEP

* Identify subclinical lesions

Litr

4%
>
&

* Prolonged latency (p100) with relative preservation
of amplitude

* Pulfrich phenomenon — — — —

+ psychophysical percept wherein lateral motion of an object in " 2 e
the field of view is interpreted by the visual cortex . I I . . i

Prognosis/Clinical Course

Optic Neuritis
(ON)

* Recovery begins within 1 month
* 72% expected to have 20/20 vision 15 years later
 Similar prognosis at 1 year regardless of treatment
* Poorer prognosis in those with CDMS, initial poor
acuity, and profound reduction in contrast sensitivity
* Eyes that are still 20/50 at one month will usually
have some degree of residual visual impairment

93
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Optic Neuritis (ON)

Treatment

Optic neuritis treatment trial (ONTT)
* Multicenter RCT- 448 patients
* Three treatment groups
* Placebo
|V steroids then PO steroid tape
« IV Methylprednisolone 1 g/day for 3 days, then Prednisone 1 mg/kg/day p.o. for 11 days, then
« Taper Prednisone over 4 days (20 mg on day 1,10 mg on days 2-4)
 Oral steroids alone
*Results
* Similar long-term visual prognosis (at 1 year) regardless of treatment
* |V steroids increased the rate at which vision recovered and reduced the risk of developing MS in the first
2 years
* PO Pred increased the rate of recurrence (44% vs 29% at 10 years)

Table53
Optic Neurtis.
Eatiy Laboratory Test Commant
. . e = e
Atypical Optic =] oo
Contmomatonn meredtn. CSF otolegy Systemic tuman simost sy present
eae = WATE Papiiss weh bemonhage
Neuritis (ON) =ty
= = =
Optx preireusen
= = e
R Uvenin
Periphietati.
Antenot icheric oot euopathy e Age 40 yeans
= s
Lugrn. AN
Ant ghonphoigd aniody syrdrore
ool B el [ ———
Coppes level Perncous anemia.
feum dpshuncion
Gastr surgeey
?ﬁ‘mud—n
Rrtewd dacase g Mactar changes

95
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The 2024 Revised McDonald Criteria for

w

Hestony and oasimination, inaing, labaalccy 163199, and dlorsetial
diag sporting MS without a bettor disgnosis

MRI with contrast and FLAIR}

abnormal in 85-95% of CDM
patients
FLAIR- (fluid level attenuated

inversion recovery

lesions - active lesions

avon

Periventricular white matt
atleast 12 monihvs
1 two spinat cord lasions

MS Giagnosia in mat with the sodition

s M iagnai s mat it e sasten

of at least onaaf ¥

ON enhancement in acu
optic neuritis

Figura 1 Diagnot B algorfthin o multiplo SChoriths dgnoss.*
~Diagrsstc akgoriin s adapted from e et s, 2025' R
ong: torm; CVS: cartral voin sign; CSF: cont i PR oo

Neurol AMJ. 2025;2(1):2629 https://doi.org/10.33590/neurolami/ZSFM1010

65 yo WF present with a history of
Fingolimod (Gilenya) for MS
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Fingolimod-associated macular edema (FAME)

*  Fingolimod (Gilenya)- Oral sphingosine-1-phosphate immunomodulator
— 0.5-mg once-daily therapy for patients with highly active relapsing—remitting
multiple sclerosis (RRMS)
— Macula Edema (FAME) occurs due to a breakdown of the blood-retinal barrier
and vascular permeability
* Interaction between fingolimod and S1PR, (sphingosine-1-phosphate (S1P)
receptors) present on endothelial cells in retinal vessel
— Higher dosage are at risk:
* (1%) in the 1.25 mg group
* (0.8%) in 0.5 mg group

T Neurol Neurosurg Psychiatry 2015; §7(5): 468475
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Management

* Baseline screening patients prior to starting fingolimod
*  Screening after 3—4 months with OCT
*  FAME may be dose dependent
+ Common in patients with diabetes, hypertension, and other vascular disease
*  FAME resolve when medication discontinued
— 84% of patients had macular edema resolution after fingolimod cessation
*  Persistent FAME
— Topical steroidal or non-steroidal, intravitreal AVT or steroids (Ozurdex), or oral
corticosteroids.

Ophthalmology 2013; 120(7): 1432-1439

Multiple Sclerosis Treatment

«Aim is to slow disease course and alleviate symptoms (no cure)
« IV high-dose corticosteroids
« For acute exacerbations
« Immunomodulatory Agents
« Interferon B-1a (Avonex)
« Interferon B-1b (Betaseron)
« Reduce exacerbations by ~1/3™
« Monoclonal antibodies
« Vitamin D supplementation if deficient
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Conclusion

¢ Autoimmune diseases are on rise.

QUESTIONS

ANSWERS

* Early detection of the ocular complications of autoimmune diseases

is essentially in preventing vision threatening complications and
potentially save lives.

* Optometry plays an important role in the early detection, treatment
and management of autoimmune disease.
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Thank you

sreynold@nova.edu
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