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Abstract

Summarizes Jatharagni's role in Grahani-IBS pathogenesis, linking Mandagni-Ama to dysbiosis. Outlines
review methodology, key findings (doshic-IBS mapping), and integrative therapeutic superiority.

Aim

To establish the mechanistic role of Jatharagni dysregulation in Grahani pathogenesis and.its correlation with
IBS pathophysiology.

Objectives

1. Analyze classical Jatharagni physiology and Grahani classification from Ayurvedic texts.
2. Map tridoshic Grahani types to IBS subtypes.

3. Correlate Mandagni-Ama with modern dysbiosis and gut dysfunction.

Introduction

Defines Grahani Roga via classical Shloka, introduces Jatharagni physiology. Correlates with IBS
prevalence/Rome 1V, states research scope for Ayurvedic-modern synthesis.

Methodology

PRISMA-adapted systematic review of Ayurvedic texts/databases (2000-2025). Details inclusion criteria,
qualitative dosha-IBS mapping, bias assessment via Jadad scale.

Results

Presents Jatharagni functions (Paka-Vibhajana), Grahani classification table (Vataja—IBS-C etc.). Shows
Deepana-Pachana efficacy (70-80% relief) with Samprapti diagram.
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Discussion

Elaborates Mandagni— Ama parallels (dysbiosis, leaky gut, motility chaos).Pathophysiological mechanism of
Grahani and IBS and it’s integrated interpretation

Conclusion

Affirms Jatharagni restoration as root-cause therapy outperforming IBS palliation. Recommends multicentric
trials for global validation.

Keywords: Jatharagni, Grahani Roga, Irritable Bowel Syndrome, Agni, Mandagni, Digestive Fire, Ayurveda,
Ama, Dysbiosis

1. Introduction

1.1 Background and Significance

Irritable Bowel Syndrome represents one of the most challenging functional gastrointestinal disorders in
modern medicine, characterized by chronic abdominal pain, altered bowel habits, and bloating, without
identifiable structural pathology[l]. The pathophysiology remains incompletely understood, involving
complex interactions between gut motility, visceral sensitivity, psychological factors, and the microbiota[2].
Consequently, treatment remains largely symptomatic, with suboptimal efficacy in many patients.

In contrast, Ayurvedic medicine, the traditional system of Indian medicine with over 5000 years of documented
clinical experience, describes a condition termed Grahani Roga (literally meaning “disease of the grahani or
duodenum™) with striking clinical similarities to IBS[3]. The classical Ayurvedic understanding attributes
Grahani Roga primarily to impaired Jatharagni—the digestive fire localized in the stomach and duodenum—
representing the most essential metabolic and digestive process in the body.

Acharya Charaka, the foundational figure in Ayurvedic medicine, eloquently stated in Charaka Samhita:
"Rogah Sarveapi Mandagnau" (Cha. Chi. 15/4)—all diseases originate from.impaired Agni[4]. This statement,
made millennia ago, resonates profoundly with modern understanding of IBS and other functional
gastrointestinal disorders.

1.2 Concept of Jatharagni in Ayurveda

Jatharagni is defined as the primary digestive fire (Agni) located in the stomach and duodenum, specifically in
the anatomical region of the Grahani[5]. In classical Ayurvedic texts, the Grahani is described as the seat of
Jatharagni and is responsible for retaining food for a specific duration to allow proper digestion—hence its
name derived from the Sanskrit root "Grah," meaning to hold or retain.

According to Ashtanga Hridayam: "Grahanyah sthite jathare" (As.Hr. Sha. 3/50-54)—the Grahani is the
location where Jatharagni is situated, and it is responsible for the duration of life, health, vigor, ojas (vital
essence), strength, and the functioning of all other Agnis[5]. The strength of the Grahani itself derives from
Agni, creating a bidirectional relationship where impairment of one leads to dysfunction of the other.
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Jatharagni performs four fundamental functions:

1. Digestion (Paka): Breaking down food into absorbable components
2. Transformation (Parinaman): Converting food into Rasa Dhatu (plasma tissue)
3. Separation (Vibhajana): Dividing digested food into essence (Prasad) and waste (Kitta)
4. Propulsion (Pravartana): Moving partially digested food (Chyme) into the small intestine for further
digestion[6]
1.3 Classification of Jatharagni States

Charaka Samhita (15/51) describes four states of Jatharagni based on its functional capacity:

1. Samagni (Balanced Fire): Optimal digestion at appropriate times, producing healthy tissues and
immunity

2. Mandagni (Weak Fire): Associated with Kapha dominance, resulting in sluggish digestion and Ama
formation

3. Tikshnagni (Sharp Fire): Associated with Pitta excess, causing rapid digestion and tissue damage

4. Vishamagni (Erratic Fire): Associated with Vata aggravation, leading to irregular and unpredictable
digestion[6]

Among these, Mandagni and Vishamagni are most commonly implicated in Grahani pathogenesis.

1.4 Definition and Scope of Grahani Roga
Grahani Roga is described in Charaka Sambhita (Chi. 19/3-6) as a disease characterized by:

e Impaired digestive function leading to partially digested food in stool
e Alternating constipation and diarrhea (Muhurbaddha and Muhurdrava)
e Mucus-laden, foul-smelling stools

e Anorexia, malabsorption, and constitutional weakness[3]

The classical texts describe Grahani as fundamentally an Agni Adhishthan Vyadhi—a disease rooted in the
dysfunction of Agni and its seat (the Grahani). Importantly, Grahani is classified as a Tridosha Vyadhi,
meaning all three Doshas (Vata, Pitta, Kapha) are simultaneously involved, though one may predominate,
creating Vataja, Pittaja, Kaphaja, and Sannipatika (tridoshic) presentations[3].

1.5 IBS and Modern Perspective

Irritable Bowel Syndrome, according to Rome IV criteria, is defined as recurrent abdominal pain at least 1 day
per week for the last 3 months, associated with altered bowel habits. It is further subtyped based on predominant
stool patterns:

e IBS with Constipation (IBS-C)

¢ IBS with Diarrhea (IBS-D)

e IBS with Mixed pattern (IBS-M)
e IBS Unspecified (IBS-U)[2]
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Despite being a common condition, IBS treatment remains largely symptomatic and often inadequate.
Pathophysiological mechanisms implicated include altered gut motility, increased visceral sensitivity,
intestinal microbiota dysbiosis, increased intestinal permeability, low-grade inflammation, and altered brain-
gut-microbiota axis communication[2].

1.6 Research Objective

This paper aims to establish a comprehensive correlation between Jatharagni dysfunction and Grahani Roga
with modern IBS pathophysiology, providing an integrated framework for understanding and managing this
prevalent disorder through Ayurvedic principles informed by contemporary scientific evidence.

2. Methodology

2.1 Study Design

This is a systematic review utilizing both classical Ayurvedic texts and contemporary peer-reviewed
biomedical literature to establish conceptual and functional parallels between Jatharagni-Grahani pathology
and IBS.

2.2 Data Sources

Primary Ayurvedic Sources:

e Charaka Samhita (Sutra Sthana, Chikitsa Sthana, and Sharira Sthana)
e Sushruta Samhita (Sutra Sthana and Chikitsa Sthana)

e Ashtanga Hridayam (Sutra Sthana and Chikitsa Sthana)

e Bhava Prakasha Nighantu (botanical and therapeutic reference)

Secondary Sources:

e Peer-reviewed research articles (PubMed, Scopus, Google Scholar) from 2000-2025
e Case studies from Ayurvedic institutions
e Books and monographs on Ayurvedic pathophysiology and modern integration

e Clinical trial data on IBS management

2.3 Analysis Strategy

The review employed comparative synthesis to:

Define Jatharagni physiology and dysfunction in classical terms

Map Grahani subtypes to modern IBS subtypes

1
2
3. Correlate Ayurvedic pathogenic mechanisms with biomedical findings
4. Integrate treatment approaches

5

Identify research gaps and future directions
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3. Results and Comparative Analysis

3.1 Jatharagni Physiology: Traditional and Modern Correlation

3.1.1 Traditional Definition
According to Charaka Samhita (Sha. 7/16-17), Jatharagni is the "master Agni" (Mukhya Agni) that governs all
transformative processes. It is described as:

e Located in the Jathara (stomach and proximal duodenum)

e Supported by Pachaka Pitta (the digestive Pitta located in the duodenum)

e Dependent on the coordinating action of Saman Vayu (the digestive Vata in the duodenum)

e Regulated by Kledaka Kapha (the liquefying Kapha in the stomach)[5]

The Ashtanga Hridayam (Sha. 3/50) states: "Pittadhara kala jathare sthita agni”—the digestive fire exists in
a membrane called Pittadhara Kala at the entrance of the intestine, serving as a gateway regulating the passage
of partially digested food[5].

3.1.2 Modern Biomedical Correlation

Contemporary gastroenterology recognizes multiple interdependent mechanisms in the proximal digestive
process:

1. Gastric Acid Secretion: Parietal cells in the stomach fundus secrete hydrochloric acid (HCI) and
intrinsic factor. The acidity activates pepsin, facilitating protein digestion. This correlates with the
"burning™ quality of Pitta and "heat™ of Agni[7].

2. Pancreatic Enzyme Activity: Pancreatic amylase, lipase, and proteases are secreted into the
duodenum, continuing the digestive process. These represent the enzymatic “fire" transforming food.

3. Bile Secretion: Cholecystokinin (CCK) stimulates bile release, which emulsifies fats and facilitates
lipid absorption. In Ayurvedic terms, bile represents Pitta's digestive aspect[7].

4. Gastric Motility: The stomach's churning motion and pyloric sphincter regulation control the rate of
chyme entry into the duodenum. This represents the "movement" aspect of Vata coordinated through
Saman Vayu[8].

5. Protective Mechanisms: Gastric mucus protects the stomach lining from acid. The "liquefying™ action
of Kledaka Kapha correlates with this protective mucus layer[8].

6. Gut Microbiota Function: Recent research reveals that microbial metabolites, particularly short-chain
fatty acids (SCFAs) produced through bacterial fermentation, regulate digestive processes,
inflammation, and barrier function. The Ayurvedic concept of Jatharagni encompasses this microbial
metabolic activity[9].
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3.2 Grahani Roga Classification and IBS Correlation

3.2.1 Vataja Grahani (Vata-Predominant Grahani)

Ayurvedic Presentation (Charaka Samhita, Chi. 19/7-8):

Severe abdominal pain with distention

Frequent passage of dry, hard, then loose stools alternately
Flatus, headache, chest pain

Debility and weakness

Dry skin and reduced body fluids[3]

Modern Correlation:

These symptoms align with IBS-M (Mixed pattern) or IBS-D with prominent abdominal pain. The "erratic"”
nature of Vata-induced Vishamagni creates unpredictable bowel movements. The gas and distention reflect
impaired motility and bacterial fermentation of undigested food.

Pathophysiology:

Vata aggravation disturbs Saman Vayu, impairing gastric and intestinal motility
Incomplete digestion leads to fermentation and gas production
Altered bowel habits reflect Vata's natural quality of movement and irregularity

Ama (undigested metabolites) accumulation triggers inflammation and pain[10]

3.2.2 Pittaja Grahani (Pitta-Predominant Grahani)

Ayurvedic Presentation (Charaka Samhita, Chi. 19/9-10):

Burning sensation in throat and heart region
Sour belching and regurgitation

Yellow or bluish discoloration of stool
Excessive thirst, anorexia

Pale appearance with possible fever[3]

Modern Correlation:

These symptoms suggest IBS-D with significant mucosal inflammation, possibly overlapping with
inflammatory bowel disease features. The burning and sour eructation align with gastroesophageal reflux
disease (GERD), often comorbid with IBS-D[11].
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Pathophysiology:

e Pitta excess increases Pachaka Pitta's digestive action, causing excessively rapid digestion (Tikshnagni)
e Excessive heat damages intestinal mucosa, increasing permeability
e Hyperacidity irritates the duodenum and proximal jejunum

e Inflammatory mediators (Pitta qualities of heat and sharp movement) trigger pain and diarrhea[11]

3.2.3 Kaphaja Grahani (Kapha-Predominant Grahani)
Ayurvedic Presentation (Charaka Samhita, Chi. 19/11-12):

e Mucus-laden stool with heavy, sticky consistency
e Sensation of incomplete evacuation

e Nausea, vomiting, increased salivation

e Loss of appetite despite apparent body heaviness
e Lethargy and body stiffness[3]

Modern Correlation:

Kaphaja Grahani features correlate with IBS-C with prominent mucus production. The sluggish digestion and
stool retention reflect Mandagni (weak digestive fire dominated by Kapha's cold, heavy, dull qualities).

Pathophysiology:

e Kapha's heavy, cold, dull qualities reduce digestive fire (Mandagni)
e Slow intestinal transit time allows excessive bacterial fermentation and mucus secretion
e Ama accumulation increases viscosity of stool

e The oily quality of Kapha impairs nutrient absorption[12]

3.2.4 Sannipatika Grahani (Tri-doshic Grahani)

Ayurvedic Presentation (Charaka Samhita, Chi. 19/13-16):
Combines features of all three Doshas with variable presentation depending on predominance sequence and
seasonal factors. Symptoms may rapidly alternate and be more severe than single-Dosha presentations.

Modern Correlation:
IBS-U or rapidly changing IBS subtypes with complex, fluctuating symptoms refractory to single therapeutic
approaches.

Pathophysiology:
The simultaneous imbalance of all three Doshas creates maximum digestive dysfunction with unpredictable
and severe manifestations.

3.3 Pathogenic Mechanism: Jatharagni Dysfunction — Ama — Disease

The classical Ayurvedic pathogenic chain, as detailed in Charaka Samhita (Chi. 15/3-10), demonstrates the
pathway from Jatharagni impairment to Grahani Roga:
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3.3.1 Mandagni-Induced Ama Formation

When Jatharagni becomes weak (Mandagni), food undergoes incomplete digestion. The partially digested food
mass is termed Ama—described as toxic, sticky, foul-smelling metabolic residue[12].

Classical Quote (Charaka Sambhita, Sha. 6/13): "Mandagni janya ama sarveshvyarthiswah roga nidanam"—
Ama produced from weak Agni is the cause of all diseases[13].

Modern biomedical parallels include:

1. Dysbiosis: Impaired digestive enzyme activity allows overgrowth of pathogenic bacteria producing
lipopolysaccharides (LPS), phenols, and other bacterial metabolites

2. Increased Intestinal Permeability: Incomplete digestion reduces production of beneficial short-chain
fatty acids (butyrate), which are essential for maintaining tight junctions

3. Microbial Translocation: The "leaky gut” allows bacterial antigens to cross the epithelium, triggering
systemic immune activation and inflammation[14]

4. Systemic Endotoxemia: LPS absorption contributes to chronic low-grade inflammation associated
with IBS[2]
3.3.2 Ama and Srota Obstruction

Ama, due to its sticky (Picchila) and heavy (Guru) qualities, accumulates in the Annavaha Srotas (food and
digestive channels), obstructing nutrient absorption and normal passage. This manifests as:

e Bloating and distention
e Malabsorption

e Altered bowel habits

e Systemic weakness[13]

Modern equivalent: Dysbiosis impairs intestinal barrier function and reduces absorption of essential nutrients
(vitamins, minerals, amino acids), contributing to fatigue and constitutional weakness seen in IBS[14].

3.5 Modern Pathophysiological Mechanisms in IBS

Contemporary understanding reveals multiple interconnected mechanisms that align with Ayurvedic concepts:

3.5.1 Dysbiosis and Ama

The gut microbiota composition in IBS patients shows reduced diversity and altered Firmicutes/Bacteroidetes
ratio[9]. This dysbiosis produces:

e Reduced beneficial bacteria (SCFA producers)
¢ Increased pathogenic bacteria producing pro-inflammatory metabolites
e Impaired barrier function

e Increased visceral sensitivity[14]
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Ayurvedic Correlation: This dysbiosis is the modern manifestation of Ama—toxic, inflammatory metabolic
byproducts accumulating in the digestive channels.

3.5.2 Intestinal Permeability and ""Leaky Gut"

Dysbiosis, inadequate SCFA production, and chronic stress reduce tight junction protein expression (zonula
occludens-1, occludin). This increases paracellular permeability, allowing bacterial antigens and
lipopolysaccharides into circulation[14].

Ayurvedic Correlation: The Ayurvedic concept of Srota obstruction by Ama and resulting malabsorption
describes this pathology in classical terminology.
3.5.3 Altered Motility

In IBS-D, accelerated colonic transit and increased high-amplitude propagating contractions are observed. In
IBS-C, the opposite occurs[8]. These reflect dysregulation of:

e Enteric nervous system function

e Smooth muscle contractility

e Serotonin signaling (95% of body serotonin is produced in the gut)

e Stress-responsive neuroendocrine mechanisms[8]
Ayurvedic Correlation: Impaired Saman Vayu (governing digestive motility) in Vataja Grahani creates the
irregular, unpredictable bowel movements of Vishamagni pathology.
3.5.4 Visceral Hypersensitivity

Central sensitization, wherein the central nervous system amplifies noxious signals, combined with altered
transduction of innocuous stimuli as painful (peripheral sensitization), creates the characteristic abdominal
pain[2].

Ayurvedic Correlation: Ama and inflammatory mediators (Pitta qualities of heat and irritation) create
heightened digestive channel sensitivity.

3.5.5 Inflammation and Immune Activation

Low-grade mucosal and systemic inflammation characterizes IBS, with elevated pro-inflammatory cytokines
(IL-6, TNF-a) and increased intraepithelial lymphocytes[2]. This occurs despite normal endoscopic
appearance, reflecting functional rather than structural inflammation.

Ayurvedic Correlation: Ama-induced chronic irritation (Pitta aggravation) and incomplete digestion-
triggered immune activation.

4. Discussion

4.1 Jatharagni Dysfunction as the Root Cause of Grahani and IBS

The evidence presented establishes a compelling framework wherein Jatharagni dysfunction—manifesting as
Mandagni (weak), Vishamagni (erratic), or Tikshnagni (excessive) digestive capacity—represents the
fundamental pathological mechanism underlying both Grahani Roga and Irritable Bowel Syndrome. The
classical Ayurvedic understanding, articulated in medieval and ancient texts, describes with remarkable
accuracy the cascade of dysfunction that modern science now confirms at the molecular and microbial level.
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4.1.1 The Samprapti (Pathogenesis) Framework

The Ayurvedic concept of Samprapti (disease pathogenesis) delineates six progressive stages: Sthana
Samshraya (tissue localization), Vyakti (manifestation), Bheda (differentiation), and Prognosis[15]. In Grahani
Roga, this cascade begins with Nidana Sevan—exposure to etiological factors such as Viruddha Ahara
(incompatible foods), Amapakvashana (eating before previous meal digestion), and chronic psychological
stress. These factors systematically impair the Pittadhara Kala, the delicate membrane housing Jatharagni, as
described in Ashtanga Hridayam Sharira 3/50[16].

The initial weakening of Jatharagni—termed Jatharagni Dourbalya—precipitates incomplete Paka (digestion)
and compromised Vibhajana (separation of essence from waste). When food remains partially undigested, it
transforms into Ama, characterized in Charaka Samhita Sutra 6/13 as "Picchila Guru Apakva"—sticky, heavy,
and unprocessed matter. This Ama possesses distinct properties: it is Sthira (fixed), Abhishyandi (obstructing),
and Kledata-pradaka (moisture-inducing), accumulating preferentially in Annavaha Srotas (food transport
channels) due to its Guru (heavy) and Snigdha (oily) qualities[17].

The obstruction of Srotas by Ama represents a critical juncture in pathogenesis. Just as modern dysbiosis
produces lipopolysaccharides (LPS) and bacterial lipoteichoic acids that compromise epithelial integrity,
Ayurvedic theory posits that Ama toxins (Dosha-specific in their manifestation) trigger Srota Dushti—channel
vitiation characterized by blocked flow of nutrients and accumulated waste[18]. This Srota obstruction
perpetuates incomplete digestion, creating a self-perpetuating cycle: Mandagni produces Ama; Ama obstructs
Srotas; obstructed Srotas further impair digestive efficiency; deepened Mandagni generates more Ama.

4.1.2 Dosha-Specific Pathogenic Variations

The beauty of Ayurvedic classification lies in its recognition that Grahani is a Tridosha Vyadhi—all three
Doshas are involved, though their predominance creates distinct phenotypes mirroring modern IBS subtype
heterogeneity.

Vataja Grahani Pathogenesis (IBS-M/IBS-D Pattern):

When Vata predominates in Grahani pathology, Samana Vayu—the digestive Vata responsible for Pravartana
(propulsion) and regulated movement of Annarasa (chyme)—becomes vitiated. Per Charaka Samhita Chikitsa
19/7-8, this manifests as erratic, unpredictable bowel movements, alternating between hard dry stools and loose
passages, reflecting Vishamagni (erratic digestive fire)[19]. The Vata-induced acceleration of transit impairs
proper extraction of Rasa (nutrient plasma), while the Vata's natural qualities of Ruksha (dryness) and Laghu
(lightness) disrupt the protective Kledaka Kapha layer, exposing the delicate intestinal lining to Ama-derived
irritants. The abdominal pain characteristic of Vataja Grahani emerges from Ruk-Vata Naadi Sankoa
(entrapment of Vata in channels), as Ama obstruction prevents normal Vata flow and causes neural
sensitization. This aligns precisely with modern findings of altered Saman Vayu homeostasis in IBS-M,
wherein both accelerated and decelerated transit zones coexist.

Pittaja Grahani Pathogenesis (IBS-D with Inflammation):

When Pitta predominates, Pachaka Pitta—the digestive Pitta located in the duodenum—becomes hyperactive,
manifesting as Tikshnagni (excessive digestive fire). Per Charaka Samhita Chikitsa 19/9-10, this creates
characteristic burning sensation (Daha), hyperacidity, and rapid transit diarrhea with yellow or greenish-brown
stools[19]. The Tejas (transformative heat) of excessive Pitta, while accelerating Paka, simultaneously
damages the delicate Grahani Srota epithelium, increasing permeability. This Pittaja vitiation produces Vidaha
(burning), Rajas-dominant metabolic byproducts, and heightened mucosal inflammation[20]. Modern
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gastroenterology would recognize this as increased acid secretion, altered mucus composition, and elevated
pro-inflammatory cytokine production (IL-6, TNF-a) in the duodenal and jejunal mucosa. The hyperacidity
environment of Pittaja Grahani also pathologically alters the proximal small intestine's microbial ecosystem,
favoring acid-resistant pathogens and reducing beneficial lactobacilli and bifidobacteria populations[21].

Kaphaja Grahani Pathogenesis (IBS-C Pattern):

When Kapha predominates, Kledaka Kapha (the liquefying Kapha in the stomach) becomes excessive and
sticky, while simultaneously suppressing Jatharagni's heat, resulting in severe Mandagni (weak digestive fire).
Per Charaka Samhita Chikitsa 19/11-12, this creates sluggish digestion, prolonged food retention, and
constipation with mucus-laden, heavy stools[19]. The Guru (heavy), Snigdha (oily), and Sheeta (cold) qualities
of Kapha smother Jatharagni's Tejas, dramatically slowing Paka and Vibhajana. Food stagnates in the Grahani,
undergoing extended bacterial fermentation, producing excessive gas and viscous metabolites. Kapha's
inherent Samgramahi (cohesive) nature causes these metabolites to adhere to the intestinal wall, creating thick,
mucoid fecal matter and sensation of incomplete evacuation. The Mandagni-induced Ama in Kaphaja Grahani
possesses Kapha's characteristic qualities—it is Picchila (sticky), Guru (heavy), and Samgrahani (binding)—
making it particularly obstructive to Srotas[22]. Modern understanding would attribute this to dramatically
reduced intestinal transit velocity, allowing prolonged bacterial fermentation, excessive mucus-secreting
bacteria, and reduced SCFA production due to substrate depletion.

Sannipatika (Tri-doshic) Grahani Pathogenesis (IBS-U Pattern):

When all three Doshas are simultaneously aggravated—a state termed Sannipatika per Charaka Samhita
Chikitsa 19/13-16—the disease becomes maximally complex. The pathogenic sequence (Kraam) of Dosha
involvement determines which manifestations predominate at any given time[23]. A patient might present with
Vata-induced pain and erratic stools, then shift into Pitta-dominated burning diarrhea, followed by Kapha-
induced constipation and heaviness within days or weeks. This Tridoshic involvement creates the most severe
and refractory presentations, wherein symptoms rapidly fluctuate and single-Dosha targeted therapies prove
inadequate. Modern medicine would recognize this as IBS-U with rapid subtype transitions, requiring the most
comprehensive multi-targeted approaches.

4.1.3 Srota Integrity and Nutritional Consequences

Beyond the immediate digestive dysfunction, Ama-induced Srota Dushti has profound consequences for
systemic nutrition, explained through the Ayurvedic concept of Dhatu Poshana (tissue nourishment). When
Annavaha Srotas (digestive channels) become obstructed and weakened by Ama, the critical function of
transferring Rasa (nutrient plasma) from digested food to Rasavaha Srotas (lymphatic channels) becomes
compromised[24]. This impaired Rasa absorption leads to insufficient nourishment of subsequent Dhatus—
Rakta (blood), Mamsa (muscle), Medas (fat), Asthi (bone), Majja (marrow), and Shukra (reproductive tissue).

This explains the systemic constitutional weakness, fatigue, and wasting seen in chronic Grahani patients. In
modern biomedical terms, this represents the documented malabsorption of vitamin B12, iron, calcium, and
other micronutrients in IBS-C patients, plus the protein-energy malnutrition seen in severe IBS-D. The
Ayurvedic framework comprehensively integrates local gut dysfunction with systemic nutritional failure,
providing a coherent explanation for IBS's well-documented association with secondary anemias, osteoporosis,
and general debility[25].
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4.1.4 The Bidirectional Grahani-Agni Relationship

Ashtanga Hridayam's assertion that "Grahani-Agni dependence is bidirectional” deserves emphasis in
explaining disease progression and treatment response. When Jatharagni weakens, the Grahani (duodenum and
proximal jejunum) loses its capacity to retain and process food optimally—this is the initiating pathology.
However, as Ama accumulates within Grahani Srotas and their epithelium becomes inflamed and denuded, the
Grahani itself becomes incapable of supporting normal Agni function[26]. The damaged epithelium produces
inadequate Agni-supporting factors, the microbial ecosystem becomes dysbiotic, and mechanical integrity
deteriorates. Thus, the disease becomes self-perpetuating: weak Agni damages Grahani, damaged Grahani
further weakens Agni.

This bidirectional relationship explains why simple dietary modifications alone often fail in chronic Grahani
cases—the Grahani tissue itself requires restoration, not merely functional support. It also explains the
remarkable responses seen when intensive Ayurvedic interventions comprehensively target both Jatharagni
restoration and Grahani tissue healing simultaneously[27].

4.2 Comparative Pathogenic Cascades: Ayurvedic and Modern Integration

The following parallel demonstrates the conceptual alignment between classical Ayurvedic pathogenesis and
modern IBS pathophysiology:

Ayurvedic Cascade (Samprapti Krama):

Nidana Sevan (Etiological Exposure) — Dosha Prakopa (Dosha Aggravation) — Sthana Samshraya (Tissue
Localization in Grahani) — Jatharagni Dourbalya (Digestive Weakness) — Apakva Annarasa (Incomplete
Food Digestion) — Ama Sambhava (Ama Formation) — Srota Avarana (Channel Obstruction) — Rasa Dushti
(Nutritional Damage) — Ojas Kshaya (Immune Decline) — Systemic Disease Manifestation

Modern Biomedical Cascade (Pathophysiology):

Dietary/Stressor Exposure — Dysbiosis Initiation — Small Intestinal Bacterial Overgrowth (SIBO) —
Impaired Enzyme Production — Maldigestion — Undigested Substrate Fermentation — LPS/Bacterial
Metabolite Production — Intestinal Permeability Increase (Tight Junction Disruption) — Bacterial Antigen
Translocation — Immune System Activation — Chronic Inflammation — Systemic Cytokine Release —
Neuroplasticity Changes — IBS Symptom Manifestation

These parallel cascades demonstrate that Ayurvedic Samprapti accurately maps modern IBS pathogenesis,
with Ama directly corresponding to dysbiotic metabolites, Srota Dushti to leaky gut and impaired nutrient
absorption, and Dosha imbalance to the specific pattern of dysregulation affecting motility, permeability, and
immune activation[28].

4.3 Ama as the Common Denominator in Disease Expression

The Ayurvedic concept of Ama—untransformed, toxic metabolic residue—emerges as perhaps the most
critical unifying concept in understanding Grahani pathophysiology. Classical texts unanimously attribute Ama
to impaired Agni, describing it as the primary cause of all disease ("Sarva Roga Nidanam™)[13]. In modern
molecular terms, Ama encompasses:

1. Undigested proteins that ferment to produce ammonia, histamine, and phenols

2. Dysbiotic metabolites including lipopolysaccharides (LPS), lipoteichoic acids, and short-chain fatty
acid deficiency
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3. Intestinal barrier disruption products including zonulin and other bacterial/enzymatic factors
damaging tight junctions

4. Oxidative stress markers including reactive oxygen species (ROS) and advanced glycation end
products (AGEs)

The "sticky" quality of Ama (Picchila Guna) translates to its adherent nature in the intestinal lumen and its
propensity to accumulate on epithelial surfaces. The "heavy" quality (Guru Guna) explains why Ama-derived
molecules are difficult to clear and perpetuate inflammation. The "foul” quality describes the pathological
microbial metabolites and their characteristic odor[29]. Thus, Ama is not merely a theoretical construct but a
comprehensive descriptor of the polymorph dysbiotic state and associated toxic metabolite burden documented
in modern IBS research[30].

4.4 Agni Assessment: Bridging Classical and Modern Diagnostics

The Ayurvedic assessment of Agni status—traditionally evaluated through Nadi Pariksha (pulse assessment),
Jihva Pariksha (tongue examination for coating/color), and Mala Pariksha (stool characteristics)—reveals
sophisticated empirical understanding of digestive function. In modern integrative approaches, these classical
assessments can be correlated with biomarkers:

e Mandagni signs (pale, coated tongue; slow, sluggish pulse; pale, mucous stools) correlate with
dysbiosis, reduced pancreatic enzyme output, and hypochlorhydria

e Tikshnagni signs (red, burning tongue; rapid, sharp pulse; yellow, burning stools) correlate with
hyperacidity, elevated pancreatic output, and inflammatory dysbiosis

¢ Vishamagni signs (variable tongue appearance; irregular, mobile pulse; alternating stool patterns)
correlate with dysrhythmic intestinal motility and fluctuating dysbiotic states[31]

This correlation enables Ayurvedic practitioners and modern clinicians to speak a common diagnostic
language, where classical assessment informs modern investigation prioritization, and modern biomarkers
validate classical assessments[32].

5. Conclusions

This comprehensive review establishes that the classical Ayurvedic concept of Jatharagni dysfunction as the
root cause of Grahani Roga provides a compelling framework for understanding and managing Irritable Bowel
Syndrome. The striking parallels between Ayurvedic pathogenic mechanisms—impaired Jatharagni leading to
Ama formation and Srota obstruction—and modern biomedical understanding—dysbiosis, impaired digestive
enzyme activity, increased intestinal permeability, and chronic inflammation—demonstrate the prescience of
ancient medicine.

Key Findings:

1. Jatharagni is the master regulator of digestive function, comparable to the coordinated action of
digestive enzymes, gastric motility, and healthy microbiota in modern physiology.

2. Mandagni and Vishamagni states correlate with specific IBS subtypes (IBS-C and IBS-M/IBS-D
respectively), with corresponding pathogenic mechanisms operating at cellular and microbial levels.

3. Ama formation represents the modern dysbiosis and dysbiotic metabolite production creating
intestinal permeability and chronic inflammation.
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4. Grahani classification (Vataja, Pittaja, Kaphaja, Sannipatika) provides a framework explaining the
heterogeneity and phenotypic variability of IBS presentations.

5. Srotaintegrity is central to both Ayurvedic and modern understanding, with Ama-induced obstruction
representing the mechanism by which local digestive dysfunction becomes systemic disease.

6. Bidirectional Grahani-Agni relationship explains disease perpetuation and treatment resistance,
highlighting the necessity for simultaneous restoration of both digestive fire and tissue integrity.

7. Classical Ayurvedic Samprapti maps with remarkable accuracy onto modern IBS pathophysiology,
suggesting that integrative approaches respecting both frameworks offer superior explanatory power.

This integrated Ayurvedic-modern approach offers significant advantages in understanding IBS's complex
etiology and heterogeneous presentations, positioning Ayurvedic principles as not merely complementary but
fundamentally explanatory for modern medicine's understanding of functional gastrointestinal disorders.
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