Lupus

Systemic Lupus Erythematosus (SLE / Lupus)

A Dual Clinical Overview — Western & Ayurvedic Perspectives

Q What Is SLE?

Systemic Lupus Erythematosus (SLE) is a chronic, multisystem autoimmune disease in which the immune system loses tolerance to self-antigens —
particularly nuclear material — and mounts a sustained inflammatory assault on the body's own tissues. It is the archetype of Type III hypersensitivity
(immune complex-mediated damage) and one of medicine's most complex diagnostic challenges. In the Jwara framework: SLE is a textbook case of
sustained, unresolved Jwara — inflammation that has not completed its paachana (cooking /resolution) and has instead become systemic, chronic, and

self-destructive.

1. Cause (Aetiology)

SLE is multifactorial — no single cause, but a convergence of triggers.

Genetic Factors
e HLA-DR2, HLA-DR3 alleles increase susceptibility
e Deficiencies of early complement proteins: Clq, C2, C4 — impair
apoptotic debris clearance
e Over 100 susceptibility loci identified (IRF5, STAT4, PTPN22, BLK)

Hormonal Factors
e Female-to-male ratio: 9:1 — oestrogen amplifies B-cell and T-cell
activity
e QOestrogen promotes autoantibody production; testosterone is
relatively protective
e Flares common around menarche, pregnancy, and oral
contraceptive use

Environmental Triggers

e Ultraviolet light (UVB) — triggers apoptosis in keratinocytes —
nuclear antigen exposure

e Infections: Epstein-Barr Virus (EBV) molecular mimicry with Sm
antigen

e Drugs: Procainamide, hydralazine, isoniazid, minocycline —
Drug-Induced Lupus (DIL)

e Silica dust, smoking, and chemical exposures

e Stress — neuroendocrine-immune axis dysregulation

Immunological Root

e Defective clearance of apoptotic cells — nuclear DNA and RNA
fragments persist

e B-cell hyperactivity — production of pathogenic autoantibodies

e T-regulatory cell dysfunction — loss of immune suppression

2. 1 Process (Pathogenesis)
Step-by-Step Disease Mechanism

1. Apoptotic failure — dead cells are not efficiently cleared; nuclear
antigens leak
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2. Antigen presentation — dendritic cells present self~-DNA/RNA to 5. Complement activation — C3a, C5a release — neutrophil

autoreactive T-cells recruitment — oxidative burst

3. B-cell activation — autoreactive B-cells produce anti-nuclear 6. End-organ inflammation — glomerulonephritis, serositis,
antibodies (ANA), anti-dsDNA, anti-Sm vasculitis, dermatitis, synovitis

4. Immune complex formation — antibody + antigen deposits in 7. Perpetuation loop — tissue damage releases more nuclear antigens
tissues (kidneys, skin, joints, vessels) — cycle continues

Key Biomarkers of Active Disease

Marker Significance

ANA Screening marker; >95% sensitivity

Anti-dsDNA Disease-specific; correlates with activity and nephritis
Anti-Sm Highly specific (30-40% sensitivity)

Low C3, C4 Complement consumption = active disease

Elevated ESR, CRP Inflammation markers

Proteinuria, haematuria Renal involvement (nephritis)

Lymphopenia, thrombocytopenia Haematological involvement

3. LJ Types of Lupus
There are six clinically recognised forms:
e Systemic Lupus Erythematosus (SLE) — the most common; multi-organ involvement (kidneys, skin, CNS, joints, heart, lungs)
e Discoid / Cutaneous Lupus Erythematosus (DLE) — confined to skin; scarring disc-shaped lesions; 5-10% progress to SLE
e Subacute Cutaneous Lupus (SCLE) — photosensitive, non-scarring; anti-Ro/SSA positive
e Drug-Induced Lupus (DIL) — resolves on drug withdrawal; anti-histone antibodies dominant
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e Neonatal Lupus — transplacental anti-Ro/SSA antibodies; risk of complete heart block in infant
e Lupus Nephritis (Class I-VI) — classified by WHO/ISN-RPS biopsy criteria; Class III-IV carry worst prognosis

4. &5 Differential Diagnosis

SLE mimics many diseases — the "great imitator" of medicine. Key differentials:

Condition Key Distinguishing Feature

Rheumatoid Arthritis Erosive joint disease; anti-CCP positive; rarely multi-organ
Sjogren’'s Syndrome Dry eyes/mouth dominant; anti-Ro/La; may overlap
Mixed Connective Tissue Disease Anti-UI1-RNP positive; features of SLE + myositis + scleroderma
Dermatomyositis Proximal muscle weakness; elevated CK; heliotrope rash
Antiphospholipid Syndrome Thrombosis + pregnancy loss; anti-cardiolipin, anti-f2GPI
Vasculitis (e.9. ANCA) Organ-specific; ANCA positive; no ANA typically

Viral infections (EBV, Parvovirus Transient ANA; rash + arthralgia

B19)

Drug reaction / DRESS Timeline to drug exposure; resolves on cessation
Fibromyalgia Normal labs; pain + fatigue without inflammation

Thyroid disease ANA can be mildly positive; check TSH, anti-TPO

£ Rule of thumb: If ANA is positive + multi-system symptoms — think SLE first, then exclude the above.

Rama Prasad | VaidyaGramaCom | Page 3



5. il Prognosis
Survival

10-year survival: ~90-95% in high-income countries (improved

from ~50% in the 1960s)

Main causes of death: cardiovascular disease (accelerated
atherosclerosis), infection (immunosuppression), renal failure

Poor Prognostic Indicators

Lupus nephritis Class III-1V (diffuse proliferative)
CNS involvement (neuropsychiatric lupus)
Antiphospholipid antibody syndrome overlap
Persistent thrombocytopenia

Early age of onset

Socioeconomic disadvantage, late diagnosis

Good Prognostic Indicators

Skin-limited or mild joint disease

No major organ involvement at onset
Early treatment with hydroxychloroquine
Good treatment adherence

Disease Pattern

Relapsing-remitting in most cases
True remission (clinical + serological) achievable but uncommon
without sustained management

6. € Western Medical Treatment
Mild Disease (Skin, Joints)

NSAIDs — symptomatic relief (short-term)

Hydroxychloroquine (Plaquenil) — the backbone of SLE
management; reduces flares, cardiovascular risk, and mortality;
mandatory in most patients

Moderate Disease (Haematological, Serositis)

Corticosteroids (Prednisolone) — rapid flare control; minimised to
lowest effective dose

e Azathioprine — steroid-sparing immunosuppressant
e Methotrexate — for skin and joint disease

Severe / Renal / CNS Disease
e Mycophenolate mofetil — first-line for lupus nephritis (Class
111-1V)
e Cyclophosphamide (IV) — severe nephritis, CNS lupus
(Euro-Lupus or NIH protocol)
e Tacrolimus — adjunct in refractory nephritis

Biologics (Modern Targeted Therapy)
e Belimumab (Benlysta) — anti-BLyS; reduces flares; first approved
biologic for SLE
e Anifrolumab (Saphnelo) — anti-interferon-a receptor; for
moderate-severe SLE
e Rituximab — anti-CD20; off-label; refractory CNS or
haematological lupus

Supportive

e Photoprotection: SPF 50+ sunscreen, UV-protective clothing
Vitamin D supplementation
Calcium + bisphosphonates (steroid-related bone protection)
Statins — cardiovascular risk management
Regular monitoring: CBC, urinalysis, anti-dsDNA, complement,
blood pressure, renal function

7. ¥¢ Ayurvedic Understanding & Treatment

Ayurvedic Correlation
SLE does not have a perfect single-disease equivalent in classical texts,
but it maps closely onto multiple overlapping conditions:
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Ayurvedic Entity Relevance

Vatarakta Autoimmune joint and blood vessel inflammation
Visarpa Spreading skin inflammation with systemic involvement
Kushtha Chronic skin conditions with systemic dosha imbalance
Jwara (chronic/vishama) Recurring fever-inflammation cycle
Ojas-kshaya Immune depletion — central in SLE
Rakta-pitta Bleeding tendencies + blood vitiation

Dosha Analysis

e Pitta — dominant; autoimmune fire, inflammation, photosensitivity
e Vata — secondary; joint pain, neurological features, immune dysregulation
e Kapha — tertiary; fluid retention, fatigue, fibrosis in late stages

Six-Stage Framework (Shat-Kriya-Kala)

Stage Ayurvedic Name SLE Manifestation

1 Caya Immune sensitisation; subclinical fatigue, gut imbalance

2 Prakopa Rising ANA; photosensitivity beginning; digestive irregularity
3 Prasara Spreading inflammation; arthralgias; rash episodes
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4 Sthaana-Samshraya Localisation in kidneys, skin, joints — organ-specific patterns

5 Vyakti Clinical SLE diagnosis — full presentation with lab confirmation

6 Bhedam Lupus nephritis, CNS lupus, end-organ damage

SLE is diagnosable at Stage 5. Stages 1-3 are the window for prevention and reversal.

Ayurvedic Treatment Strategy

@ Phase 1 — Ama-Paachana (Detoxification & Toxin Digestion)
The core goal: burn undigested immune complexes and toxins (ama) using

paachana herbs and gentle cleansing before nourishing.
Key paachana herbs:

e Ama (vidagdha type)-Pachana

e Anulomana

e Shodhana

& Phase 2 — Shodhana (Purification via Panchakarma)

e Deep Snehana

e Deep Swedana

e Deep Shodhana with Virechana and Vasti
Note: Panchakarma should be timed during remission phases — not
during active flares with severe inflammation.

</ Phase 3 — Rasayana (Rebuilding Ojas & Immunity)

After detoxification — rebuild immune intelligence, not suppress it.
e Optimised nutrition
e Immune-requlating Rasayanas

Classical Ayurvedic Formulations

e Maharasnadi Kwatha - Rakta-Shothaka, Metabolic and Vascular

Regulator

e Mahamanjisthadi Kwatha — Rakta-shodhaka; skin and joint

disease

e Patolakaturohinyadi Kwatha — Pitta-dominant conditions with
ama

e Kaishore Guggulu — Vatarakta, anti-inflammatory joints and
blood

@ Dietary Protocol (Alkalisation Framework)
Following the Ultimate Diet / Alkalisation Program principles:
Larger breakfasts and lunches

e Low-carb, vegetable-dominant, yummy recipes

e Anti-inflammatory food list

e Anti-inflammatory eating, portion practices

e Life-Coaching, Business-Coaching
Alkalisation will reflect in measurable body fluid changes — pH,
inflammatory markers, complement levels — within 2-3 weeks of full
adherence.

» Managing the Healing Crisis
Active Panchakarma and dietary shift can mobilise immune complexes
and toxins. Expect:
e Temporary flare in skin symptoms
e Fatigue in week 1-2
e Joint aching as ama moves
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Prevent crisis escalation with:

e Regular bowel movements (Triphala nightly)
e Adequate Ushna Jala intake (2L/day minimum)

Guduchi + Amalaki as daily baseline
Gradual dietary transition over 7-10 days
Clinical monitoring: anti-dsDNA, C3/C4, urinalysis every 4 weeks

8. <~ Integrated Summary

Feature

Root Cause

Core Process

Suppression vs. Resolution
Maintenance
Cure Possible?

Best Window

Western View

Genetic + immune dysregulation + environmental
triggers

Autoantibody-mediated immune complex tissue
damage

Immunosuppression (steroids, biologics)
Long-term hydroxychloroquine, monitoring
Remission achievable; cure rare

Early stages (pre-organ damage)

Ayurvedic View

Ama accumulation + Pitta-Rakta vitiation + Ojas depletion

Sustained Jwara (unresolved inflammation); ama in Raktavaha
and Rasavaha srotas

Paachana + Shodhana — burning ama completely
Rasayana, seasonal Panchakarma, alkaline diet
Stages 1-4 reversible; Stage 5 manageable; Stage 6 palliative

Caya to Prasara (Stages 1-3)

& Five Vital Clinical Points

pathophysiology

ANA alone does not confirm SLE — require >4 of 11 ACR criteria or SLICC criteria for diagnosis

Hydroxychloroquine should be offered to virtually all SLE patients regardless of severity — it reduces flares and mortality

Lupus nephritis is the single greatest driver of morbidity — early urinalysis and renal biopsy staging is non-negotiable

Guduchi and Manjistha have emerging research supporting immunomodulatory and anti-inflammatory mechanisms compatible with SLE

e Stress, UV exposure, and gut dysbiosis are the three most actionable SLE triggers — addressable in the first 2 weeks of an alkalisation programme
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