
Int. Jr. of Contemp. Res. in Multi. PEER-REVIEWED JOURNAL         Volume 5 Issue 5 [Sep-Oct] Year 2026 
 

357 
© 2026 Dr Aiswarya V, Dr Asha Karunakaran. This is an open-access article distributed under the terms of the Creative Commons Attribution 4.0 

International License (CC BY NC ND).https://creativecommons.org/licenses/by/4.0/ 

 

 

Research Article 

 

A Comprehensive Integrative Review of Pemphigus Vulgaris: 

Modern Pathophysiology and Ayurvedic Management (Visphota) 

 
  Dr Aiswarya V1*, Dr Asha Karunakaran2  

1PG Scholar, Final Year, Dept of Kayachikitsa, Govt Ayurveda College, Thiruvananthapuram, India 
2Professor, Dept of Kayachikitsa, Govt Ayurveda College, Tripunithara, India 

 
Corresponding Author: * Dr Aiswarya V DOI: https://doi.org/10.5281/zenodo.22914223 

Abstract Manuscript Information 

Pemphigus vulgaris (PV) is a rare, life-threatening autoimmune bullous dermatosis 

characterized by severe, non-healing erosions and flaccid blisters on the skin and mucous 

membranes. Modern pathophysiology attributes the disease to immunoglobulin G (IgG) 

autoantibodies targeting desmogleins (Dsg1 and Dsg3), leading to the loss of intercellular 

adhesion (acantholysis). While allopathic protocols rely heavily on systemic corticosteroids 

and immunosuppressants to induce remission, chronic use often leads to severe metabolic, 

bone, and immunological side effects. Ayurveda conceptualizes PV through the lens of 

Tridoshaja vitiation with a pronounced Pitta-Kapha dominance, clinically correlating it with 

Agnivisarpa (spreading erysipelas-like lesions) or Visphota (bullous eruptions), categorized 

under Rakta Pradoshaja Vikaras (blood-borne pathologies). This article comprehensively 

reviews the modern immunological landscape and the Ayurvedic pathological framework 

(Samprapti) of Pemphigus. It emphasizes an integrative management protocol—including 

Shodhana (purification), Shamana (pacification), Bahya Chikitsa (topical therapies), and 

Rasayana (immunomodulation)—to improve the quality of life, promote rapid mucosal re-

epithelialization, and facilitate corticosteroid-sparing effects. 
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INTRODUCTION 

Pemphigus encompasses a group of chronic, potentially 

devastating autoimmune disorders affecting stratified squamous 

epithelia. The clinical hallmark of Pemphigus Vulgaris (PV), 

the most prevalent subtype, is the sudden appearance of painful, 

flaccid bullae on normal-appearing skin and mucous 

membranes. PV typically presents between the ages of 40 and 

60. 

Because these blisters are exceptionally fragile (lacking a thick 

epidermal roof), they rupture rapidly. This leaves extensive, 

denuded, and highly vulnerable erosions that are extremely 

painful and slow to heal. Historically, before the advent of 

corticosteroids in the 1950s, the mortality rate for PV was 

nearly 75%, primarily due to massive fluid loss, electrolyte 

imbalance, and secondary opportunistic infections (e.g., 

Staphylococcus aureus or Candida albicans sepsis). Today, 

while mortality is vastly reduced, the morbidity associated with 

long-term immunosuppressive therapy demands the exploration 

of integrative, holistic avenues for long-term 

immunomodulation. 

 

2. Modern Medical Review 

 

2.1 Pathophysiology and Immunology 

The primary pathogenic mechanism in PV is acantholysis—the 

breakdown of cell-to-cell adhesion in the epidermis. The 

epidermis relies on desmosomes (intracellular junctions) to 

remain intact. In PV, the immune system inappropriately 

produces circulating IgG autoantibodies (primarily IgG4 and 

IgG1 subclasses) directed against desmosomal cadherins: 

• Desmoglein-3 (Dsg3): Primarily expressed in the lower 

layers of the epidermis and heavily in mucous membranes. 

Antibodies against Dsg3 cause mucosal-dominant PV. 

• Desmoglein-1 (Dsg1): Expressed throughout the epidermis 

but more highly in the upper layers. Antibodies against 

both Dsg3 and Dsg1 lead to mucocutaneous PV. 

The binding of these autoantibodies triggers intracellular 

signaling cascades (such as p38 MAPK activation) that lead to 

the collapse of the keratin cytoskeleton and the retraction of 

desmosomes, causing the cells to physically detach from one 

another. 

 

2.2 Clinical Diagnostics and Histopathology 

Diagnosing PV requires acute clinical observation paired with 

microscopic analysis: 

• Nikolsky’s Sign: A hallmark clinical sign where slight 

lateral pressure on normal-appearing skin near a blister 

causes the epidermis to shear off. 

• Asboe-Hansen Sign (Bulla Spread Sign): Direct pressure 

on an intact blister causes the fluid to spread laterally 

under the skin. 

• Tzanck Smear: Cytological examination of fluid from an 

early blister reveals rounded, nucleated, acantholytic cells 

(Tzanck cells). 

• Histopathology: Biopsy reveals suprabasal acantholysis. 

The basal keratinocytes remain attached to the basement 

membrane via hemidesmosomes (which are not targeted by 

PV autoantibodies), resembling a "row of tombstones." 

• Direct Immunofluorescence (DIF): The gold standard 

diagnostic tool. It demonstrates a characteristic 

intercellular "fish-net" or reticular pattern of IgG and C3 

deposition in the epidermis. 

 

2.3 Modern Management 

The goal of allopathic treatment is the rapid suppression of 

autoantibody production. 

1. Corticosteroids: High-dose systemic steroids (e.g., oral 

prednisolone 1-2 mg/kg/day) are the cornerstone of 

induction therapy. 

2. Steroid-Sparing Immunosuppressants: Azathioprine, 

Mycophenolate Mofetil (MMF), or Cyclophosphamide are 

introduced early to allow for the tapering of steroids. 

3. Biological Therapies: Rituximab (an anti-CD20 

monoclonal antibody that depletes B-cells) is now 

considered a first-line therapy in severe cases, drastically 

altering the disease course. 

4. Intravenous Immunoglobulin (IVIG) & 

Plasmapheresis: Used in recalcitrant, life-threatening 

cases to rapidly clear circulating autoantibodies. 

 

3. Ayurvedic Review 

Ayurveda approaches autoimmune blistering diseases not 

through the lens of specific antibodies, but as a profound 

systemic disturbance of biological energies (Doshas), digestive 

fire (Agni), and tissues (Dhatus). Autoimmunity is viewed as a 

state of Ojo Vyapat (impairment of immunity/vital essence) 

resulting from long-standing accumulation of Ama (metabolic 

toxins). 

 

3.1 Classical Correlation 

While no single term encompasses the entirety of PV, 

Ayurvedic scholars map its clinical presentation to severe Rakta 

Pradoshaja Vikaras (blood-borne pathologies): 

• Agnivisarpa (Spreading Erysipelas): Mentioned in 

Charaka Samhita Chikitsa Sthana Chapter 21, it is a rapid, 

deeply penetrating pathology dominated by Vata and Pitta. 

It presents with severe burning (Daha), high fever (Jwara), 

and the rapid formation of vesicles resembling burn 

wounds (Agnidagdha Sphota). The rapid spread mimics 

the acute flare-ups of PV. 

• Visphota: Categorized under Kshudra Kushtha (minor 

skin diseases) by Sushruta and Madhava Nidana, Visphota 

explicitly describes thin-walled, fluid-filled blisters 

(bullae) caused by vitiated Pitta and Rakta. 

 

3.2 Pathogenesis (Samprapti) 

The disease cascade is a Tridoshaja condition with a severe 

aggravation of Pitta dosha and profound involvement of the 

blood (Rakta). 

• Nidana (Causative Factors): 

• Aharaja (Dietary): Chronic intake of Viruddha Ahara 

(incompatible food combinations like milk + fish, or hot + 

cold foods simultaneously), excessive intake of Ushna 
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(hot), Tikshna (sharp/penetrating), Amla (sour), and Vidahi 

(fermented/acidic) foods. 

• Viharaja (Lifestyle): Excessive exposure to the sun 

(Atapa sevana), physical exertion. 

• Manasika (Psychological): Chronic stress, anger 

(Krodha), and grief (Shoka), which directly vitiate Pitta 

and deplete Ojas. 

• Samprapti Ghataka (Components of Pathogenesis): 

• Dosha: Tridosha, predominantly Pitta (causing 

inflammation and blister formation) and Kapha (causing 

the fluid accumulation/exudate). Vata is responsible for the 

rapid spread and pain. 

• Dushya: Rasa (plasma), Rakta (blood), Mamsa (muscle), 

Lasika (lymph/interstitial fluid). 

• Srotas: Rasavaha and Raktavaha Srotas (channels carrying 

plasma and blood). 

• Sroto Dushti: Sira Granthi (vascular engorgement) and 

Atipravrutti (excessive exudation). 

• Agni: Jatharagni Mandya (systemic metabolic 

dysfunction) leading to Dhatvagni Mandya (tissue-level 

metabolic failure). 

• Adhishthana (Seat): Twak (Skin) and Shleshmadhara 

Kala (Mucous membranes). 

 

Mechanism of Blister Formation (Ayurvedic Perspective): 

The dietary and lifestyle triggers severely vitiate Pitta. This 

aggravated Pitta mixes with Ama (toxins), entering the Rasa 

and Rakta dhatus. Because Twak (skin) is an Upadhatu (sub-

tissue) of Mamsa and nourished by Rasa/Rakta, the circulating 

toxicity severely compromises the skin's structural integrity 

(Twak Shaithilya). The intense internal heat (Ushma) localized 

in the skin causes the separation of layers and accumulation of 

fluid (Kleda), erupting as fragile, agonizing blisters (Sphota). 

 

3.3 Integrative Management Protocol (Chikitsa Sutra) 

The primary aim in Ayurveda is to arrest the active autoimmune 

response (pacify Pitta), purify the Rakta dhatu, heal the 

extensive erosions (Vrana Ropana), and finally, modulate the 

immune system (Rasayana) to prevent relapses. 

 

I. Shodhana Chikitsa (Bio-Cleansing / Detoxification) 

In the acute phase (Vegavastha), if the patient's strength (Bala) 

permits, deep purification is necessary to halt the pathological 

cascade. 

• Virechana (Therapeutic Purgation): The gold standard 

for Pitta and Rakta disorders. Herbal purgatives draw 

deep-seated systemic toxins from the blood into the gut for 

elimination. Medications like Trivrit Lehyam or 

Avipattikar Churna are used following proper Snehapana 

(internal oleation, often with Mahatiktaka Ghrita). 

• Raktamokshana (Bloodletting): For highly localized, 

stubborn lesions, Jalauka Avacharana (leech therapy) 

removes stagnant, impure blood containing localized 

toxins, instantly relieving Daha (burning sensation) and 

Paka (suppuration). 

 

 

II. Shamana Chikitsa (Internal Pacification) 

Internal medications focus on Tikta (bitter) and Kashaya 

(astringent) rasas, which are inherently cooling and blood-

purifying. 

• Kashayas (Decoctions): 

• Mahamanjisthadi Kashayam: Deep blood purifier; 15ml 

with 45ml warm water, twice daily. 

• Patolakaturohinyadi Kashayam: Highly effective in 

neutralizing Pitta toxicity in the liver and skin. 

• Panchatiktaka Kashayam: Contains five bitter herbs 

targeting deep skin pathologies. 

• Medicated Ghritas (Lipid-based delivery): 

• Mahatiktaka Ghrita or Guggulutiktaka Ghrita (10-15 ml, 

empty stomach). The lipid base crosses cell membranes 

easily, carrying the bitter, cooling herbs deep into the 

epidermal layers to arrest acantholysis and repair tissue. 

• Rasa Aushadhis (Herbo-mineral formulations): 

• Rasamanikya: Used with extreme caution in autoimmune 

skin conditions to halt rapid disease progression. 

• Gandhaka Rasayana: Purified sulfur acts as a potent 

antibacterial and skin-rejuvenating agent. 

• Kaishore Guggulu: Excellent for resolving blood toxicity 

and reducing inflammation. 

 

III. Bahya Chikitsa (Topical Management) 

Meticulous wound care is critical to prevent secondary sepsis 

and promote re-epithelialization of the denuded mucosal and 

epidermal layers. 

• Shatadhauta Ghrita: Ghee washed one hundred times in 

water inside a copper vessel. This process breaks down the 

fat granules, transforming it into an exceptional, non-

comedogenic cooling cream. It drastically reduces burning 

(Daha prashamana) and acts as a rapid Vrana Ropaka 

(wound healer). 

• Jatyadi Ghrita / Taila: Applied to open erosions. It 

contains Neem, Patola, and Daruharidra, acting as a 

powerful natural antimicrobial and tissue regenerator. 

• Kashaya Dhara / Prakshalana: Gently washing the 

erosions with astringent decoctions like Triphala water or 

Nalpamaradi Kashayam. This acts as an antiseptic wash 

and dries out excessive exudation (Kleda shoshana). 

• Kavala / Gandusha (For Oral Mucosal Lesions): Oil 

pulling or holding medicated liquids (like Khadirādi Vati 

dissolved in water, or Irimedadi Taila) in the mouth to heal 

painful oral ulcers and restore mucosal integrity. 

 

IV. Rasayana (Immunomodulation) 

Once the acute blistering has ceased, Rasayana therapy is 

initiated to repair Ojas (cellular immunity) and allow for the 

safe tapering of modern corticosteroids. Herbs like Guduchi 

(Tinospora cordifolia), Amalaki (Emblica officinalis), and 

Ashwagandha (Withania somnifera) are utilized to prevent 

disease relapse. 

 

3.4 Pathya-Apathya (Diet and Lifestyle Regimen) 

Clinical success is impossible without strict adherence to a 

Pitta-pacifying diet. 
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Category Pathya (Recommended) Apathya (To Be Avoided) 

Grains & Pulses Old rice (Shali), Barley (Yava), Green gram (Mudga). Freshly harvested grains, black gram (Masha). 

Vegetables/Fruits 
Bitter gourd (Karela), Ash gourd, Pointed gourd 

(Patola), Pomegranate, sweet melons. 
Tomatoes, eggplant, green chilies, sour fruits (citrus), garlic, 

onions. 

Dairy & Fluids 
Cow's ghee, medicated boiled water (with Chandana 

or Usheera), coconut water. 
Sour curd, buttermilk, fermented beverages, hot tea/coffee. 

Lifestyle 
Proper sleep, staying in cool environments, wearing 

soft, non-abrasive cotton clothing. 
Viruddha Ahara (incompatible food like milk+fish), daytime 

sleep (Divaswapna), direct sun exposure, stress. 

 

4. CONCLUSION 

Pemphigus vulgaris remains a formidable challenge in modern 

dermatology due to its aggressive autoimmune nature and the 

significant morbidity associated with conventional prolonged 

corticosteroid and immunosuppressive therapies. By correlating 

the condition with Agnivisarpa and addressing the root Pitta-

Rakta vitiation, classical Ayurveda offers a robust, highly 

structured adjunctive approach. Emphasizing systemic blood 

purification (Shodhana), internal pacification (Shamana), 

specialized topical wound care (Bahya Chikitsa), and immune 

rehabilitation (Rasayana), integrative medicine holds 

significant promise. This dual approach can potentially induce 

sustainable remission, accelerate mucosal healing, facilitate 

faster tapering of allopathic steroids, and ultimately restore the 

patient's quality of life. 
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