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ORGAN-SPECIFIC EFFECTS

Brain and Nervous System - Lupus can

Dermatitis - lupus can cause rashes, .12%_4. affect the brain and nerves, leading to

especially after sun exposure. TJ/T/Fv’ headaches, mood changes, memory
3l problems, or seizures.

The classic “malar rash” across the cheeks

and nose occurs in about 30% of patients. These symptoms may occur when

1 inflammation or antibodies affect blood

vessels and nervous tissue.
Lungs - Inflammation of the lung lining
(pleuritis) is the most common pulmonary
complication of lupus and can cause sharp
chest pain and shortness of breath. In rare
cases, lupus can lead to serious lung problems
such as pulmonary hypertension or bleeding in
the lungs.*

YL

Heart - Lupus can cause inflammation of
the heart and surrounding tissues, most
commonly pericarditis, which produces
chest pain that may improve when leaning
forward. People with lupus also have an
increased risk of atherosclerosis and
cardiovascular disease.

Kidneys - Immune complex
deposition in the glomeruli,
leading to a condition called
lupus nephritis. This may cause
protein or blood in the urine,
swelling, high blood pressure,
and in severe cases kidney

Digestive System - Some people with
lupus develop mouth ulcers, abdominal
pain, nausea, or inflammation of the
digestive organs. These symptoms may
result from lupus itself, medication side

failure. effects, or inflammation of blood
vessels supplying the intestines.
Arthritis - Joint pain and stiffness are
very common in lupus and are often one
of the first symptoms.
Ankle Swelling - Swelling in the Unlike some types of arthritis lupus joint
ankles or legs can occur when lupus pain usually does not permanently
affects the kidneys (lupus nephritis). damage the joints.’

Damage to the kidney’s filtering units
allows protein to leak into the urine,
leading to fluid buildup in tissues and
visible swelling (edema).

Image Source: Vecteezy.com™
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CONNECTING SYMPTOMS 1O THE BODY-

Symptom Organ System Explanation

Malar rash Skin UV-triggered apoptosis exposes nuclear antigens
Joint pain Musculoskeletal Immune complexes deposit in synovium

Chest pain Serosal membranes Immune-mediated pleuritis

Foamy urine Kidneys Proteinuria from glomerular inflammation

Fatigue Systemic Anemia + chronic inflammation

Ankle swelling Kidneys Protein loss — edema

“Viulldiole ereemn invelvediEiSystemiclautoimmuneldisease)

DIFFICULT TO DIAGNOSE"* § DIAGNOSTIC TESTS"

Clinical variability
e Symptoms differ widely from person to person.

Test What it shows
Relapsing disease
e Symptoms come and go. ANA
(anti- Autoimmune activity (entry criteria
Non-specific symptoms nuclear for SLE classification)
e Lupus mimics other diseases. antibody)
e Some common early symptoms include fatigue, fever,
and weight changes (not specific) Anti-

dsDNA Highly specific

Multiple organs involved
e Different systems are affected and in different

combinations Anti-Smith

Antibodies specifically against

. Maya’s cells
e Symptoms may come and go depending on what part of
the body is affected, and may be mild, moderate or
severe Low Complement consumption during
C3/C4 immune complex activation

Exact cause of the disease is unknown
¢ Related to genetic, socioeconomic, sociocultural,
demographics, etc.
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TREATMENT & LIFESTYLE

SLE management aims to'*:
o Control inflammation and autoimmune activity
» Prevent organ damage
» Minimize long-term steroid toxicity

e Maintain remission and reduce disease flares

Treatment is stepwise, and dependent on disease severity and organ
involvement

Modulate the immune system by:

1. FIRST-LINE BASELINE « Interfering with antigen presentation and toll-like
THERAPY: receptor signaling
ANTIMALARIAL DRUGS » Reducing autoantibody production and inflammation

« Maintain remission and reduce disease flares 2
o Examples: Hydroxychloroquine & Chloroquine

Used for rapid suppression of inflammation during
disease flares. They inhibit multiple inflammatory
2. GLUCOCORTICOIDS pathways and cytokine production
Examples:
e Prednisone (inhibit cytokine production)
» Methylprednisolone (Potent Immune suppression)

Used when disease activity is moderate to severe or
when steroid doses cannot be reduced.
3. STEROID-SPARING Suppress immune cell proliferation or specific immune
IMMUNOSUPPRESSANTS signaling pathways to reduce autoantibody production
and organ damage'
Example:
« Azathioprine (Inhibit purine synthesis reducing T
and B cell proliferation)

OTE: NON-STEROIDAL ANTI-INFLAMMATORY DRUGS (NSAIDS) MAY AGGRAVATE SLE
COMPLICATIONS FURTHER, AND ARE THEREFORE CONTRAINDICATED IN THE
REATMENT OF LUPUS."

LIFESTYLE

Sun protection

» UV can trigger ) N LS
lupus flares.™ Connect with other

e A sense of community
is always beneficial,
especially when it
comes to living with a
chronic disease."

Prioritize sleep and self-
care
« Stress and a poor Stop smoking
quality sleep can
worsen lupus
symptoms.™

» Smoking reduces the
effectiveness of

antimalarial drugs like
hydroxychloroquine."

Exercise

Adhere to medications
and stay up to date with e
vaccinations

e Support
cardiovascular
health.™

 Some medications
may make people
more prone to
infections, it is
important to protect
oneself!'
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Step What Happens in Lupus What Happens in Maya

UV trigger Increased apoptosis Rash worsens after sun
Tolerance failure Autoreactive T cells survive Autoimmune response begins
B-cell activation Autoantibodies produced Anti-dsDNA positive
::nggglr:aies Antigen-antibody clusters form Circulating DNA complexes
Deposition Complexes deposit in tissues Kidney, skin, joints affected
Complement Activated and consumed Low C3 and C4

Inflammation Neutrophils recruited Tissue damage occurs
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