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Abstract—irritable bowel syndrome (IBS) is a 

heterogeneous disorder of gut-brain interaction 

characterized by recurrent abdominal pain or 

discomfort and altered bowel habits without structural 

disease sufficient to explain the full symptom complex. 

Its pathophysiology may include variable combinations 

of motility disturbance, visceral hypersensitivity, altered 

central processing, epithelial barrier dysfunction, 

mucosal immune activation, dietary fermentation, 

microbial ecological disturbance, metabolite variation, 

autonomic dysregulation, and psychosocial influences. 

Ayurveda describes Grahanidosha as a chronic digestive 

regulatory disorder centered on impaired Agni, defective 

retention and progression of food, incomplete 

transformation, Ama formation, and Vata-mediated 

instability. This critical narrative review examines 

classical descriptions from the Charaka Samhita, 

Sushruta Samhita, and Ashtanga Hridaya alongside 

contemporary evidence on IBS, microbiota, intestinal 

interface biology, neuroimmune signaling, post-infective 

change, psychophysiological regulation, and the 

microbiota-gut-brain axis. A five-layer translational 

model is proposed, linking transformation, substrate 

ecology, digestive interface integrity, coordinated 

movement, and central-affective regulation while 

preserving essential boundaries: Grahanidosha is not 

identical to IBS; Ama is not synonymous with dysbiosis; 

Pittadhara Kala is not equivalent to intestinal mucosa; 

and Vata cannot be reduced to neural control. 

Priyangvadi Basti is interpreted as a classical Grahi and 

Vata-regulating intervention whose clinical efficacy and 

biomedical mechanisms require direct testing. The 

framework is intended to support reproducible 

Ayurvedic phenotyping, standardized intervention 

protocols, validated patient-centered outcomes, and 

prespecified mechanistic research rather than 

retrospective claims of equivalence. 

 

Index Terms—Grahani; Agni; Ama; Irritable Bowel 

Syndrome; Gut-Brain Axis; microbiota; Basti 

 

I. INTRODUCTION 

 
Irritable bowel syndrome (IBS) is a prevalent chronic 

disorder of gut-brain interaction in which recurrent 

abdominal pain or discomfort occurs with altered stool 

frequency, stool form, defecation, or a combination of 

these features. Contemporary diagnostic systems favor 

a positive symptom-based diagnosis supported by 

limited testing guided by age, alarm features, bowel 

phenotype, and clinical context rather than 

indiscriminate exclusion of every organic disorder. 

Rome IV formalized IBS as a disorder of gut-brain 

interaction, while the Rome V process published in 

2026 further separates clinical from research criteria 

and broadens the clinical construct by reintroducing 

discomfort alongside pain. Much of the existing 

epidemiologic and therapeutic literature, however, 

remains based on Rome III or Rome IV populations. 

[1-5] 

The public-health significance of this subject extends 

beyond symptom prevalence. The Rome Foundation 

global epidemiology study documented a substantial 

worldwide burden of disorders of gut-brain 

interaction, together with impaired quality of life and 
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increased health-care use. Prevalence estimates vary 

according to the criteria, sampling method, culture, 

and survey mode; therefore, a single number should 

not be treated as universal. Nevertheless, IBS remains 

one of the conditions most frequently encountered in 

primary and specialist gastroenterology, and it can 

affect work, food choice, travel, social confidence, 

sleep, intimate relationships, and repeated health-

seeking behavior. Clinical guidelines consequently 

emphasize a constructive diagnosis, explanation of the 

disorder, continuity of care, and a therapeutic 

relationship that validates symptoms without implying 

destructive bowel disease. [6,7] 

IBS is clinically and biologically heterogeneous. 

Patients may have diarrhea-predominant, 

constipation-predominant, mixed, or unclassified 

bowel patterns, and individuals can shift between 

subtypes over time. Symptom severity is influenced 

not only by transit and stool consistency but also by 

visceral sensitivity, central appraisal of afferent 

signals, dietary fermentation, bile acid physiology, 

epithelial permeability, mucosal immune activity, 

microbiota composition and function, autonomic 

regulation, sleep, anxiety, stress, and prior 

gastrointestinal infection. No single abnormality is 

present in all patients, and no single biomarker 

currently defines the disorder. This heterogeneity 

explains why symptom-targeted therapies may help 

selected patients yet produce inconsistent results 

across broader populations. [1,4,5,8] 

This heterogeneity has an important consequence for 

translational research: the label IBS identifies a 

clinical syndrome, not one uniform biological 

pathway. A diarrhea-predominant patient with prior 

infectious enteritis, urgency, increased permeability, 

and anxiety may differ substantially from a 

constipation-predominant patient with slow transit, 

pelvic-floor dysfunction, and food-related bloating. 

Even within a bowel subtype, microbial composition, 

metabolite production, visceral sensitivity, diet, bile-

acid handling, immune activity, and coping patterns 

may diverge. Mechanistic studies that pool these 

phenotypes can generate contradictory averages, while 

small subgroup studies can overstate unstable signals. 

A rigorous Ayurveda-biomedicine comparison must 

therefore begin with phenotype, stage, and context 

rather than assuming that every patient carrying the 

same modern diagnosis has the same Grahani 

Samprapti. [7,9,10] 

The classical Ayurvedic account of 

Grahanidosha(chronic digestive regulatory disorder) 

arises from a different conceptual and diagnostic 

system. Grahani is closely related to Agni (digestive-

metabolic transformative capacity), and its 

physiological role includes holding ingested food 

during digestion, supporting transformation, and 

permitting onward movement after appropriate 

processing. When Agni becomes weak, irregular, or 

otherwise disturbed, retention and transformation 

become defective, incompletely processed material 

may pass onward, stool pattern becomes unstable, 

appetite and strength decline, and chronic digestive 

symptoms may develop. The pathology is therefore 

organized around transformation, containment, 

timing, movement, and the interaction of Agni with 

Pachaka Pitta, Samana Vata, Apana Vata, and 

Pittadhara Kala. [11-13] 

Modern comparative writing frequently weakens this 

subject by imposing direct identities such as Grahani 

equals the duodenum, Ama equals toxin or dysbiosis, 

Pittadhara Kala equals intestinal mucosa, or Vata 

equals the enteric nervous system. These equations are 

neither textually secure nor scientifically necessary. 

Ayurvedic constructs integrate functions that 

biomedicine distributes among several anatomical, 

biochemical, neural, endocrine, immune, and 

ecological systems. A more defensible method is to 

compare regulatory patterns while maintaining the 

difference between the two knowledge systems. Both 

Grahanidosha and IBS can then be examined as 

conditions in which clinically important symptoms 

arise from unstable coordination rather than a single 

gross structural lesion. 

 

The present review develops a critical translational 

framework linking classical Grahani physiology and 

pathogenesis with selected evidence concerning IBS, 

the microbiota-gut-brain axis, barrier physiology, 

neuroimmune activity, visceral hypersensitivity, and 

psychophysiological regulation. It also examines the 

classical rationale of Priyangvadi Basti in the context 

of Grahi Basti and Vata-oriented treatment. The 

purpose is not to declare diagnostic or mechanistic 

identity, but to identify coherent, testable questions for 

integrative gastroenterology while preventing 

unsupported retrospective claims. 
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II. OBJECTIVES 

 
The objectives of this review were: (1) to examine the 

classical understanding of Grahanidosha with 

particular reference to Agni, Ama, Pachaka Pitta, 

Samana Vata, Apana Vata, and Pittadhara Kala; (2) 

to summarize selected contemporary mechanisms 

implicated in IBS, including motility disturbance, 

visceral hypersensitivity, microbial alteration, 

epithelial barrier dysfunction, immune activation, 

autonomic imbalance, and psychosocial regulation; 

(3) to compare the two frameworks without proposing 

direct equivalence; and (4) to evaluate the classical 

rationale and research potential of Priyangvadi Basti 

in chronic bowel instability. 

 

III. MATERIAL AND METHODS 

 
This article was developed as a narrative and 

translational review. The author's extended source 

manuscript was reorganized using a predefined 

framework separating classical Ayurvedic physiology, 

contemporary IBS evidence, critical comparison, 

therapeutic rationale, and research implications. 

Classical material was drawn from Grahani-related 

descriptions in the Charaka Samhita, the account of 

Pittadhara Kala and Grahi Basti in the Sushruta 

Samhita, and the Grahani discussion in the Ashtanga 

Hridaya. Because wording, pagination, and verse 

numbering vary among editions and commentaries, 

the editor, edition, chapter, verse, and page number of 

every classical citation must be checked against the 

physical books actually used by the author before 

publication. 

A focused biomedical search was conducted using 

PubMed, the Rome Foundation website, major 

gastroenterology guideline repositories, journal 

publisher sites, and reference lists of authoritative 

reviews. Search combinations included: ("irritable 

bowel syndrome" OR IBS) AND ("gut-brain axis" OR 

"disorder of gut-brain interaction"); ("irritable bowel 

syndrome" OR IBS) AND (microbiota OR 

microbiome OR dysbiosis); ("irritable bowel 

syndrome" OR IBS) AND ("intestinal permeability" 

OR barrier OR neuroimmune); IBS AND visceral 

hypersensitivity; IBS AND autonomic regulation; 

post-infection AND irritable bowel syndrome; 

Ayurveda AND Grahani; Agni AND Grahanidosha ; 

and Basti AND Grahani. Bibliographic details were 

cross-checked through DOI and PubMed records 

where available. 

English-language consensus statements, clinical 

guidelines, systematic reviews, meta-analyses, major 

narrative reviews, and clinically relevant mechanistic 

studies were considered when they directly addressed 

IBS definition, diagnostic framing, motility, visceral 

sensation, microbiota, barrier physiology, immune 

activity, stress, autonomic regulation, or post-

infectious disease. Classical sources were included 

when they directly informed Grahani, Agni, Ama, 

Vata, Pittadhara Kala, Grahi therapy, or Basti. 

Sources were excluded when they lacked traceable 

bibliographic information, were unrelated to the 

defined domains, or asserted Ayurvedic-biomedical 

equivalence without textual or empirical support. 

The synthesis followed three methodological rules. 

First, Ayurvedic concepts were defined from their own 

textual functions before a modern comparison was 

introduced. Second, biomedical mechanisms were 

treated as possible domains of dialogue rather than 

translations of Sanskrit terminology. Third, classical 

indication, contemporary plausibility, and 

demonstrated clinical mechanism were kept separate. 

Accordingly, proposed relationships between 

Priyangvadi Basti and motility, microbiota, epithelial, 

immune, autonomic, or neural outcomes are presented 

as research hypotheses rather than established effects. 

Because this was a narrative review, no pooled 

analysis, formal risk-of-bias assessment, or certainty 

grading was performed. 

Classical interpretation used functional triangulation 

rather than isolated quotation. A concept was included 

only when its meaning could be situated within the 

relation among digestive transformation, retention, 

movement, stool characteristics, appetite, strength, 

and therapeutic reasoning. Etymology was treated as 

supportive rather than decisive, and commentarial or 

anatomical interpretations were not used to erase the 

broader physiological function of the term. Modern 

evidence was weighted hierarchically: consensus 

documents and clinical guidelines informed 

definitions and clinical framing; systematic reviews 

and meta-analyses informed the consistency of 

associations or treatment effects; major mechanistic 

studies were used to illustrate biological plausibility; 

and preclinical findings were explicitly separated from 

demonstrated human mechanisms. This method does 

not create equivalence between knowledge systems. It 
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identifies where two frameworks describe comparable 

regulatory problems, where they remain 

incommensurable, and which proposed bridges are 

sufficiently precise to test. 

 

IV. CLASSICAL UNDERSTANDING OF 

GRAHANIDOSHA 

 
The term Grahani is derived from the verbal root grah, 

indicating holding, receiving, or retaining. In the 

digestive context, it denotes a function that retains 

ingested material until digestion has reached an 

appropriate stage. The Charaka Samhita identifies 

Grahani as the seat of Agni and describes their mutual 

dependence: competent Agni supports appropriate 

retention, digestion, and release, whereas impaired 

Agni weakens the retaining function and permits 

inadequately processed material to pass onward. [11] 

Grahani is best understood as a relational 

physiological construct. Its identity is not established 

by location alone, but by what it accomplishes in 

association with Agni: it receives food after ingestion, 

sustains an appropriate period of digestive processing, 

supports transformation, and permits onward 

movement when the material is sufficiently processed. 

The same construct therefore includes temporal 

control, containment, transformation, discrimination, 

and release. A direct anatomical equation with the 

pylorus, duodenum, proximal small intestine, or a 

single mucosal layer captures only fragments of this 

function. The classical description is closer to an 

organized digestive checkpoint distributed across 

several interacting functions than to an isolated organ 

in the modern anatomical sense. [11-13] 

This account is primarily functional rather than 

narrowly anatomical. The region between Amashaya 

and Pakvashaya is relevant to the classical description, 

and some modern authors correlate Grahani with the 

duodenum or proximal small intestine. Nevertheless, 

the attributed activities include timing, containment, 

transformation, separation, and regulated progression. 

These processes require coordination across more than 

one modern anatomical structure. Grahani is therefore 

more accurately discussed as a digestive regulatory 

organ-function complex than as a one-to-one synonym 

for a single segment of bowel. 

In the classical pathogenic sequence, exposure to 

unsuitable food, irregular eating, overeating, fasting 

beyond capacity, incompatible combinations, 

unresolved diarrheal illness, emotional disturbance, or 

other Dosha-provoking factors impairs Agni. Food is 

then processed incompletely or at an inappropriate 

rate. The disturbed system may release material 

prematurely, retain it abnormally, or alternate between 

these patterns. Repeated disturbance establishes 

chronic instability in appetite, digestion, bowel form, 

frequency, postprandial comfort, and strength. This 

process constitutes more than simple diarrhea: it is a 

failure of coordinated digestion and evacuation. 

The clinical grammar of Grahanidosha is similarly 

multidimensional. Stool may be loose, unformed, 

frequent, delayed, hard, mixed, or alternating 

according to Dosha predominance, Agni pattern, stage, 

diet, and the degree of Ama. Appetite can be reduced, 

irregular, excessive yet ineffective, or associated with 

postprandial discomfort. Patients may report 

abdominal heaviness, distension, gurgling, pain, sour 

or abnormal eructation, fatigue, loss of strength, and 

dissatisfaction after defecation. These features matter 

because they prevent the disease from being reduced 

to diarrhea alone. They also show that stool is 

interpreted as an output of a larger digestive process. 

The clinically meaningful question is not simply how 

often evacuation occurs, but whether food is 

transformed, retained, assimilated, and eliminated in 

an orderly manner. [11,13] 

Clinical descriptions of Grahanidosha include 

irregular appetite, abdominal discomfort, bloating, 

borborygmi, weakness, altered taste, excessive thirst 

in selected patterns, and stools that may be loose, 

formed, hard, mixed, or incompletely processed 

according to the dominant Dosha, stage, and condition 

of Agni. The apparent contradiction between loose and 

retained bowel patterns is therefore not a defect in the 

classical category; it reflects the instability of the 

underlying regulatory process. This feature is 

particularly relevant when considering chronic bowel 

disorders with fluctuating phenotypes. 

The classical relation between Atisara (diarrheal 

disease) and subsequent Grahanidosha also deserves 

attention. The texts recognize that premature or 

incomplete return to normal food and activity after 

diarrhea can perpetuate weakness of Agni and produce 

a chronic pattern. The modern concept of post-

infectious IBS cannot be retrospectively assigned to 

this account, but both frameworks recognize that an 

acute intestinal event may be followed by prolonged 
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digestive dysregulation after the initiating episode has 

resolved. 

The classical transition from Atisara to Grahanidosha 

is especially relevant to chronicity. Repeated or 

incompletely resolved diarrheal illness can leave 

digestion weak even after the acute episode has settled. 

If ordinary or heavy food is resumed before Agni 

recovers, the digestive system may remain vulnerable 

to recurrent looseness, irregular appetite, and 

incomplete processing. This sequence should not be 

declared identical to post-infectious IBS, because the 

classical diagnosis, causal vocabulary, and required 

exclusions are different. It nevertheless provides a 

clinically recognizable pattern: an acute intestinal 

disturbance is followed by incomplete functional 

recovery and a persistent disorder of bowel regulation. 

This temporal architecture is one of the strongest 

grounds for a cautious comparison with modern post-

infective disease. [11,14,15] 

Accordingly, Grahanidosha is best understood as an 

Agni-centered syndrome of impaired transformation, 

defective retention, disordered progression, and 

chronic digestive instability. This definition is broad 

enough to preserve classical meaning while remaining 

sufficiently precise for critical comparison with 

modern disorders of gut-brain interaction. 

 

 
 

V. AGNI, AMA, VATA, PACHAKA PITTA, AND 

PITTADHARA KALA AS DIGESTIVE 

REGULATORY CONCEPTS 

 
Agni is the central organizing principle of the classical 

model. Although frequently translated as digestive 

fire, its physiological scope extends beyond heat or a 

single secretion. At the gastrointestinal level, 

Jatharagni denotes the capacity to transform food into 

material suitable for absorption, tissue nourishment, 

and further metabolism. Its function therefore includes 

the adequacy, timing, and completeness of digestion. 

The wider hierarchy of Bhutagni and Dhatvagni 

extends transformation beyond the lumen, but 

Grahanidosha is primarily rooted in disturbance of 

Jatharagni. A scientifically cautious translation is 

digestive-metabolic transformative capacity rather 

than gastric acid, enzymes, or energy expenditure 

alone. 
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Pachaka Pitta is closely associated with digestive 

transformation. Classical descriptions attribute to it the 

processing of food and support of the other functional 

expressions of Pitta. A modern comparison may 

therefore consider the coordinated secretory and 

catalytic environment of digestion, including acid, 

enzymes, bile-associated processing, and chemical 

transformation. None of these elements, however, is 

individually equivalent to Pachaka Pitta. The concept 

remains a functional category within the Ayurvedic 

system rather than an unrecognized name for a modern 

molecule or organ. 

The hierarchy of Agni further prevents digestive 

interpretation from being confined to the lumen. 

Jatharagni governs primary processing of ingested 

food, while Bhutagni and Dhatvagni extend 

transformation into elemental and tissue-level 

domains. These categories do not correspond one-to-

one with enzymes, hepatic pathways, mitochondrial 

metabolism, or tissue biochemistry, yet they express a 

continuous principle: the biological value of food 

depends on successful transformation at successive 

levels. Grahanidosha is centered on Jatharagni 

because disturbance begins in primary digestion, but 

persistent impairment may affect nourishment, 

strength, and systemic function. The framework 

therefore links bowel symptoms with the quality of 

assimilation and tissue support without requiring the 

claim that every systemic symptom arises from one 

measurable gastrointestinal defect. [11] 

Vata contributes movement, timing, coordination, and 

directional control. Samana Vata operates in the 

digestive region and is associated with receiving food, 

supporting digestion, separating useful and waste 

fractions, and coordinating progression. Apana Vata 

governs distal movement and evacuation. Disturbance 

may therefore appear as premature propulsion, 

delayed transit, alternating bowel behavior, urgency, 

incomplete evacuation, gaseous distension, or poorly 

coordinated defecation. Modern physiology locates 

related functions in smooth muscle, enteric and 

autonomic neural pathways, reflex circuits, endocrine 

signals, and luminal factors; Samana Vata and Apana 

Vata should not be reduced to any one of these 

components. 

Ama emerges when transformation is inadequate. The 

term carries the sense of immaturity, incompleteness, 

or insufficient processing. In Grahanidosha , Ama 

may involve inadequately digested alimentary 

material and a broader pathological state in which the 

products of transformation are not physiologically 

appropriate. Translating Ama simply as toxin is 

misleading because it suggests a defined poisonous 

chemical entity. Equating it with endotoxemia, 

microbial overgrowth, or dysbiosis is equally 

unsupported. A more defensible interpretation is 

pathological incompleteness associated with altered 

substrate handling and an unfavorable digestive 

milieu. 

Aharapaka and Vipaka provide a temporal dimension 

to this model. Aharapaka describes the progressive 

processing of food, whereas Vipaka concerns the 

consequential post-digestive effect through which the 

transformed substrate becomes physiologically 

meaningful. This distinction resembles neither a 

simple early-versus-late digestion scheme nor a direct 

map of specific biochemical stages. Its translational 

value lies in recognizing that digestion changes the 

nature of substrates delivered to distal bowel 

communities and to the host. Transit time, secretion, 

bile acids, nutrient absorption, and microbial 

metabolism together determine which molecules 

remain available, where fermentation occurs, and what 

metabolites contact the epithelium. Thus, incomplete 

transformation can be discussed as an altered substrate 

ecology without redefining Ama as a microorganism 

or metabolite. [16,17] 

The digestive milieu is nevertheless relevant to 

modern ecological interpretation. Transit time, 

nutrient availability, bile acids, secretions, pH, oxygen 

gradients, medications, and diet influence microbial 

composition and metabolism. Incomplete or irregular 

processing can alter which substrates reach distal 

microbial communities and may modify fermentation, 

gas production, osmotic load, and metabolite profiles. 

Thus, Ama is not dysbiosis, but an Ama-producing 

digestive state may generate conditions in which 

microbial ecology and host-microbial signaling are 

altered. This proposition is plausible at a systems level 

and requires direct empirical testing. 

Pittadhara Kala is described in the Sushruta Samhita 

as a digestive-supporting interface situated between 

proximal and distal alimentary regions. Kala is often 

translated as membrane, yet the classical usage 

conveys a structural-functional layer that supports 

containment and activity. A cautious modern 

comparison may therefore invoke digestive interface 

biology, encompassing the luminal-epithelial 
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boundary, mucus, secretory environment, immune 

surveillance, enteroendocrine signaling, and selective 

permeability. Pittadhara Kala is not identical to 

intestinal mucosa, but the comparison highlights the 

classical recognition that transformation depends on 

an organized interface and not only on luminal 

contents. [12] 

These constructs form a coordinated model. Agni 

provides transformative competence; Pachaka Pitta 

represents the digestive-transformative environment; 

Samana Vata and Apana Vata coordinate movement, 

separation, and evacuation; Pittadhara Kala provides 

an interface for organized digestive activity; and Ama 

denotes pathological incompleteness when 

transformation fails. Grahanidosha develops when 

disruption in one domain propagates through the 

others, producing unstable feedback between 

digestion, movement, stool formation, and systemic 

strength. Table 1 summarizes the comparison 

boundaries. 

Taken together, Agni, Pachaka Pitta, Vata, Pittadhara 

Kala, and Ama describe a nonlinear control problem. 

Transformation depends on a suitable environment 

and adequate time; time and contact depend on 

coordinated movement; the interface influences 

secretion, absorption, immune tolerance, and 

sensation; and the products of incomplete processing 

can further disturb movement and interface function. 

This circularity helps explain why chronic digestive 

disorders fluctuate rather than progress in a simple 

straight line. A stressful event, dietary change, 

infection, sleep loss, or inappropriate treatment may 

disturb one component and amplify the others. The 

model is therefore better represented by feedback 

loops than by a single chain of causation. Its scientific 

usefulness rests in generating testable domains while 

retaining the original Ayurvedic organization of 

disease. 

 

Table 1. Classical Concepts And Cautious 

Translational Interpretation 

Ayurvedic 

concept 

Classical 

function 

Possible 

comparis

on 

domain 

Required 

caution 

Grahani 

Retention, 

transformat

ion-linked 

Digestive 

regulator

y organ-

Not 

identical 

to the 

Ayurvedic 

concept 

Classical 

function 

Possible 

comparis

on 

domain 

Required 

caution 

containme

nt, and 

regulated 

progressio

n 

function 

complex 

duodenu

m or one 

organ 

Agni 

Adequacy 

and 

completene

ss of 

digestive-

metabolic 

transformat

ion 

Integrate

d 

digestive 

and 

metabolic 

capacity 

Not 

identical 

to acid, 

enzymes, 

or caloric 

metabolis

m 

Ama 

Pathologic

al 

incomplete

ness after 

defective 

transformat

ion 

Altered 

substrate 

handling 

and 

digestive 

milieu 

Not 

identical 

to toxin, 

endotoxe

mia, or 

dysbiosis 

Samana/A

pana Vata 

Coordinati

on, 

movement, 

separation, 

and 

evacuation 

Motility 

and 

neuroente

ric-

autonomi

c 

coordinat

ion 

Not 

identical 

to the 

enteric or 

autonomi

c nervous 

system 

Pittadhara 

Kala 

Supportive 

interface 

for 

digestive 

transformat

ion 

Digestive 

interface 

and 

barrier 

biology 

Not 

identical 

to 

intestinal 

mucosa 

Basti 

Classical 

therapy for 

Vata-

mediated 

regulatory 

disturbance 

Rectal 

interventi

on 

requiring 

clinical 

and 

mechanis

tic study 

Modern 

systemic 

mechanis

ms 

remain 

unproven 
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VI. IBS, MICROBIOTA, BARRIER, AND THE 

GUT-BRAIN AXIS 

 
Modern IBS research similarly rejects a single-lesion 

model. The disorder is defined clinically, but its 

biological expression is heterogeneous. Altered transit 

may dominate in one patient, visceral hypersensitivity 

in another, while dietary-luminal events, bile acid 

abnormalities, pelvic floor dysfunction, psychological 

distress, or post-infectious changes may be more 

important in others. These mechanisms interact rather 

than forming mutually exclusive subtypes. A patient 

with accelerated transit may also have heightened 

visceral perception, stress-related autonomic 

activation, and altered fermentation. [1,4,5,8,18] 

Visceral hypersensitivity refers to enhanced 

perception or pain in response to physiological or 

experimental gastrointestinal stimuli. Peripheral 

sensitization may arise from epithelial, immune, 

microbial, or neural changes, while central 

amplification can alter the interpretation and salience 

of afferent input. The relationship is bidirectional: pain 

anticipation, hypervigilance, anxiety, and prior 

adverse experiences may increase symptom intensity, 

whereas repeated painful gut signals can strengthen 

central threat processing. The severity of perceived 

symptoms therefore cannot be inferred reliably from 

visible structural findings alone. [18,19] 

Microbiome findings require particular 

methodological restraint. Studies differ in diagnostic 

criteria, bowel subtype, diet, medication exposure, 

geography, stool handling, DNA extraction, 

sequencing region, analytical pipeline, and whether 

fecal or mucosa-associated communities are sampled. 

Relative abundance data can also make one taxon 

appear increased because another has decreased. 

Systematic reviews have identified recurring 

differences in selected taxa and diversity measures, yet 

no universal microbial signature currently diagnoses 

IBS at the individual level. A recent reanalysis across 

multiple cohorts strengthened evidence for group-

level compositional and predicted functional 

differences, but it also confirmed substantial 

heterogeneity and the need for multi-omic, phenotype-

aware research. Microbiota should therefore be 

considered one variable component of IBS biology, 

not the single cause of the syndrome. [16,20,21] 

The microbiota is one component of this network. 

Systematic reviews identify group-level differences 

between IBS and healthy controls, but findings vary 

by geography, diet, medication, sequencing method, 

stool phenotype, and analytic pipeline. No universal 

IBS microbial signature has been established. 

Relevant functions may include carbohydrate 

fermentation, gas production, short-chain fatty acid 

metabolism, bile acid transformation, proteolytic 

metabolites, immune education, epithelial signaling, 

and modulation of enteric or vagal pathways. Modern 

reviews therefore emphasize function and host-

microbial interaction rather than treating dysbiosis as 

a single measurable lesion. [16,20,22] 

Function may be more informative than taxonomy 

alone. Microorganisms transform carbohydrates, 

proteins, bile acids, and host-derived substrates into 

short-chain fatty acids, gases, indoles, phenolic 

compounds, and other signaling molecules. These 

products can alter luminal pH, epithelial metabolism, 

immune tone, motility, secretion, and sensory 

signaling. However, fecal metabolite concentration is 

an imperfect proxy for production because it also 

reflects absorption, transit, diet, and sampling. Meta-

analyses of short-chain fatty acids and serotonin report 

heterogeneous and sometimes subtype-dependent 

findings; a statistically different group mean does not 

establish a stable biomarker or a causal pathway in 

every patient. Serotonin participates in motility, 

secretion, and sensory signaling, but peripheral 

concentration cannot be used as a simple measure of 

mood or central neurotransmission. [17,22,23] 

Epithelial barrier dysfunction has been demonstrated 

in subsets of patients, particularly in some diarrhea-

predominant and post-infectious phenotypes, but it is 

neither universal nor specific to IBS. Increased 

permeability can enhance exposure of mucosal 

immune cells and sensory nerves to luminal antigens 

and microbial products. Mast cells, cytokines, 

epithelial mediators, and local neural pathways may 

then contribute to pain, urgency, and altered secretion. 

Barrier change can be both cause and consequence: 

stress, infection, diet, bile acids, inflammation, and 

microbial metabolites may affect tight-junction 

regulation, while altered permeability can amplify 

neuroimmune signaling. [24,25] 

The epithelial interface is another important but 

nonuniform domain. Increased permeability has been 

reported particularly in diarrhea-predominant and 

post-infective subgroups, but methods and thresholds 

vary. Barrier integrity depends on epithelial cells, 
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tight-junction regulation, mucus, antimicrobial 

defenses, immune surveillance, vascular and neural 

influences, and microbial metabolites. Low-grade 

immune activation may amplify afferent signaling 

even without destructive inflammation. The 

observation that activated mast cells located near 

colonic nerve fibers correlate with abdominal pain in 

some patients illustrates a plausible neuroimmune 

bridge, but it should not be generalized to all IBS 

phenotypes. This evidence supports studying interface 

stress and neuroimmune sensitization; it does not 

justify relabeling IBS as a uniform inflammatory 

disease. [24-26] 

The brain-gut component is equally important. 

Psychological factors do not imply that symptoms are 

imagined. Stress activates central, autonomic, and 

hypothalamic-pituitary-adrenal pathways that can 

modify motility, secretion, permeability, immune 

function, pain modulation, and microbial habitat. 

Conversely, persistent bowel symptoms can impair 

sleep, social function, mood, food-related confidence, 

and quality of life. Heart-rate variability studies 

support autonomic alteration in some cohorts, 

although effect sizes and direction vary. 

Contemporary brain-gut behavioral treatments, 

including cognitive behavioral approaches and gut-

directed hypnotherapy, can improve abdominal pain in 

selected patients, supporting the clinical relevance of 

central-peripheral regulation. [27-29] 

Diet operates simultaneously as nutrient exposure, 

sensory experience, osmotic load, fermentable 

substrate, and cultural behavior. Fermentable 

oligosaccharides, disaccharides, monosaccharides, 

and polyols can increase luminal water and gas in 

susceptible individuals, and controlled feeding studies 

support symptom reduction with a low-FODMAP diet 

in selected patients. Yet prolonged indiscriminate 

restriction may reduce dietary diversity, burden 

patients socially, and alter microbial substrates. The 

therapeutic principle is therefore structured restriction 

followed by reintroduction and personalization, 

ideally under qualified dietary guidance. This modern 

observation has a useful but limited dialogue with 

Ayurvedic attention to quantity, timing, compatibility, 

preparation, individual capacity, and postprandial 

response. The overlap lies in individualized dietary 

regulation, not in declaring FODMAP categories 

equivalent to classical Guna or Virya. [7,30] 

Post-infectious IBS provides a particularly clear 

example of interacting mechanisms. After acute 

enteritis, a subgroup of patients develops persistent 

abdominal symptoms and altered bowel habits. Risk is 

influenced by the severity and duration of infection, 

sex, psychological factors, and possibly the nature of 

the pathogen and treatment. Proposed mechanisms 

include residual immune activation, epithelial 

changes, altered enteric signaling, microbial 

disruption, and central sensitization. The disease 

persists after the original infection has resolved 

because regulatory networks may remain altered. 

[14,15] 

Microbiota-directed treatment further demonstrates 

the gap between plausibility and clinical proof. 

Probiotic meta-analyses include many strains, 

combinations, doses, durations, and outcomes; some 

preparations show benefit, but certainty is generally 

low and effects cannot be transferred automatically 

from one strain to another. Fecal microbiota 

transplantation can alter community composition, yet 

randomized trials and meta-analyses have produced 

inconsistent symptom outcomes, with donor, route, 

dose, placebo design, and follow-up influencing 

results. Conversely, transferring microbiota from 

selected patients with IBS into germ-free mice has 

reproduced aspects of altered transit, barrier function, 

and behavior, supporting possible causality in defined 

experimental settings. These findings establish the 

microbiome as biologically active while warning 

against the claim that changing microbiota necessarily 

cures IBS. [31-33] 

These findings justify comparison with 

Grahanidoshaat the level of network organization. 

Both frameworks recognize that bowel symptoms are 

influenced by transformation, timing, movement, 

interface integrity, emotional state, and prior digestive 

insult. Nevertheless, the modern categories are based 

on measurable biological processes and symptom 

criteria, whereas the Ayurvedic categories derive from 

Dosha, Agni, Ama, and Samprapti. Translational work 

is strongest when it converts this conceptual overlap 

into falsifiable questions rather than declaring 

historical equivalence. 
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VII. DIET, MICROBIAL THERAPEUTICS, AND 

AYURVEDIC PERSONALIZATION 

 

Diet is one of the most immediate points at which 

classical digestive reasoning and contemporary 

microbial ecology can be studied together. Food does 

not act only through nutrient content; it changes 

luminal water, osmotic load, viscosity, bile acid 

exposure, fermentation substrate, transit, gas 

production, and the metabolites available to host 

tissues. The low-FODMAP diet demonstrates that 

reducing selected fermentable carbohydrates can 

improve symptoms in many patients with IBS, but it is 

not a universal or mechanistically simple treatment. 

Restriction may reduce distension and fermentation-

related symptoms while also changing microbial 

substrate availability, and prolonged unnecessary 

restriction can reduce dietary diversity. The relevant 

lesson for translational Ayurveda is not that one 

modern diet proves the doctrine of Agni. It is that 

symptom response depends on the interaction among 

food properties, digestive capacity, timing, dose, 

transit, and individual susceptibility, which is close to 

the clinical logic of Matra, Kala, Satmya, Viruddha 

Ahara, and Pathya-Apathya. [7,11,30] 

An Ayurvedic dietary history can therefore add 

research value only when it is made reproducible. 

Broad labels such as heavy, dry, unctuous, 

incompatible, or Agni-weakening should be translated 

into prespecified observations: meal timing, fasting 

interval, portion size, cooking method, fat and fiber 

exposure, dairy and wheat response, spice load, 

leftovers, ultra-processed foods, alcohol, caffeine, 

eating speed, emotional context, and symptom latency. 

The analysis should distinguish immediate intolerance 

from cumulative effects and should record whether a 

food changes appetite, postprandial fullness, pain, 

urgency, stool form, energy, or sleep. This granularity 

can help test whether Ayurveda-derived patterns 

identify clinically meaningful dietary phenotypes 

beyond standard IBS subtype. It also prevents 

retrospective storytelling in which any food associated 
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with symptoms is declared incompatible after the 

outcome is known. 

Microbiome-directed therapy remains an instructive 

example of why ecological plausibility is not sufficient 

for universal recommendation. Meta-analyses suggest 

that some probiotics can improve global IBS 

symptoms or selected outcomes, but heterogeneity in 

strain, dose, formulation, duration, population, 

comparator, and risk of bias is substantial. A beneficial 

result for one strain or combination cannot be 

generalized to all products bearing the word probiotic. 

Similarly, fecal microbiota transplantation has 

produced inconsistent trial results influenced by donor 

characteristics, route, dose, frequency, placebo design, 

and patient selection. These findings support microbial 

involvement in at least some patients while showing 

that the microbiota is not a single replaceable organ 

with one ideal composition. [16,31,32] 

The same caution applies to sequencing data. Stool 

samples provide a practical but partial view of the 

intestinal ecosystem. Taxonomic abundance does not 

directly establish microbial activity, mucosal location, 

metabolite flux, or causal relevance. Medication, diet, 

geography, stool consistency, transit, age, and 

laboratory pipeline can influence results. Recent meta-

analytic work reports recurring microbial differences 

in IBS, yet substantial between-study variability 

remains, and no fecal signature is sufficiently 

validated to diagnose all IBS or all Grahani 

phenotypes. Functional measurements such as short-

chain fatty acids, bile acid profiles, fermentation 

gases, or metagenomic pathways may add 

information, but even these are context dependent. A 

metabolite can be beneficial in one concentration and 

compartment yet associated with symptoms in 

another. [17,20,21,23] 

This uncertainty creates a productive role for 

Ayurvedic phenotyping. Instead of asking whether 

Ama equals dysbiosis, researchers can ask whether 

prospectively assessed Ama, Agni, Dosha, appetite, 

coating, stool characteristics, and postprandial 

symptom patterns explain part of the biological 

heterogeneity hidden within the IBS label. The 

hypothesis would be stronger if Ayurvedic assessment 

were performed by trained clinicians using a 

standardized instrument, before microbiome results 

are available, with inter-rater reliability reported. 

Investigators could then test whether the categories 

associate with clinical trajectories, dietary responses, 

microbial functions, or treatment outcomes. Failure to 

find such associations would also be informative and 

should be published. The objective is not to convert 

classical categories into biomarkers but to determine 

whether they contribute independent, reproducible 

stratification. 

Personalization must also remain clinically safe. A 

patient with severe food restriction, weight loss, 

anemia, nocturnal symptoms, rectal bleeding, 

persistent fever, family history of colorectal cancer or 

inflammatory bowel disease, or new symptoms at an 

older age requires appropriate biomedical evaluation 

rather than increasingly elaborate dietary 

classification. Even in confirmed IBS, elimination 

diets should include nutritional oversight and planned 

reintroduction. Ayurvedic Pathya should support 

adequate nourishment, cultural feasibility, pleasure, 

and long-term adherence, not create fear of food. This 

patient-centered standard is consistent with the 

classical purpose of restoring strength and digestive 

stability rather than merely suppressing stool 

frequency. 

A mature integrative model would therefore treat diet 

as both therapy and experimental probe. A carefully 

standardized meal challenge could measure symptom 

timing, motility, stool output, breath gases, selected 

metabolites, autonomic response, and patient-reported 

digestive qualities. Repeated within-person 

observations may be more informative than a single 

baseline sample because IBS and Agni are both 

variable over time. N-of-1 designs, crossover feeding 

studies, and adaptive trials could test whether 

Ayurveda-derived predictions improve selection of 

diet, probiotic, or digestive intervention. Such designs 

preserve personalization while producing falsifiable 

evidence. They also move the field beyond attractive 

analogies toward a research program in which 

classical observations must demonstrate added 

predictive or therapeutic value. 

 

VIII. CRITICAL CORRELATION BETWEEN 

GRAHANIDOSHA AND IBS 

 
Grahanidosha and IBS are not identical diagnostic 

entities. IBS is defined through contemporary 

symptom criteria, bowel subtype, clinical evaluation, 

and exclusion of selected alternative diagnoses. 

Grahanidosha is diagnosed through a broader 

Ayurvedic assessment of Agni, Dosha, Ama or Nirama 
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status, stool characteristics, appetite, strength, 

associated symptoms, and Samprapti. A patient who 

meets modern IBS criteria may not display the same 

Ayurvedic pattern as another patient with IBS, while 

some manifestations classified under Grahanidosha 

may correspond to conditions other than IBS and 

require biomedical investigation. 

The most obvious overlap is phenomenological. Both 

may involve chronic or recurrent abdominal pain or 

discomfort, bloating, postprandial aggravation, altered 

stool form, urgency, incomplete evacuation, 

fluctuating bowel frequency, fatigue, and 

psychological amplification. Both also allow mixed 

patterns rather than a single direction of bowel change. 

Yet similarity of symptoms cannot establish identity 

because celiac disease, inflammatory bowel disease, 

microscopic colitis, infection, malabsorption, 

endocrine disorders, bile acid diarrhea, and other 

conditions may produce overlapping complaints. 

A second overlap lies in functional organization. IBS 

symptoms may be severe despite the absence of gross 

structural pathology that fully explains them. 

Grahanidosha similarly emphasizes failure of 

transformation, retention, and movement rather than a 

destructive lesion. The comparison is therefore 

strongest at the level of regulatory instability. It is 

weaker at the level of molecular mechanism, because 

classical sources do not describe epithelial tight 

junctions, microbial genomes, cytokines, 

neurotransmitters, or central imaging findings. 

Direct mapping of IBS subtypes onto Dosha 

categories is particularly unsafe. Loose stool does not 

by itself establish Pittaja Grahani, constipation does 

not automatically establish Vataja Grahani, and 

mucus or heaviness does not prove Kaphaja Grahani. 

Ayurvedic classification also considers appetite, 

digestive timing, pain quality, temperature, thirst, 

strength, tongue, Ama, chronicity, diet, and broader 

constitutional context. Conversely, a Dosha diagnosis 

does not replace modern evaluation for celiac disease, 

inflammatory bowel disease, microscopic colitis, bile-

acid diarrhea, infection, malignancy, thyroid disease, 

medication effects, or pelvic-floor dysfunction when 

clinically indicated. The most defensible integration is 

parallel phenotyping: establish the contemporary 

diagnosis and exclusions, then independently 

characterize the Ayurvedic pattern and examine 

whether that pattern predicts prognosis or treatment 

response. [5,7] 

A third overlap concerns psychophysiological 

influence. Classical etiological discussions recognize 

worry, grief, fear, and inappropriate behavior as 

factors capable of disturbing digestion. Modern IBS 

research demonstrates that stress and affective 

processes can alter both symptom perception and 

gastrointestinal physiology. This convergence 

supports integrated assessment of mental and digestive 

factors without reducing either disease model to a 

purely psychological explanation. 

The Atisara-to-Grahani sequence and post-infectious 

IBS provide another useful but limited comparison. 

Both recognize chronic digestive instability following 

an acute diarrheal event. However, post-infectious IBS 

has specific epidemiologic and mechanistic 

definitions, whereas the classical progression is 

framed through unresolved Agni impairment and 

premature dietary or behavioral exposure. They should 

be compared as parallel patterns of chronicity, not 

treated as synonymous diagnoses. 

The most defensible conclusion is that Grahanidosha 

is a broader Ayurvedic model of chronic digestive 

regulatory dysfunction that overlaps with selected 

clinical and pathophysiological dimensions of IBS. It 

may assist in generating Ayurvedic phenotypes and 

individualized treatment hypotheses, but modern 

diagnosis, red-flag assessment, and appropriate 

investigation remain necessary. Table 2 summarizes 

the principal similarities and differences. 

 

Table 2. Grahanidosha And IBS: Similarities And 

Differences 

Domain 
Grahanido

sha 
IBS 

Interpretive 

status 

Diagnosti

c 

framewor

k 

Agni, 

Dosha, 

Ama, 

stool, 

appetite, 

strength, 

and 

Samprapti 

Rome 

symptom 

criteria, 

bowel 

subtype, 

and 

targeted 

evaluation 

Different 

systems 

Core 

disturbanc

e 

Impaired 

transforma

tion, 

retention, 

and 

movement 

Heterogene

ous 

disorder of 

gut-brain 

interaction 

Partial 

systems-level 

overlap 

Bowel 

pattern 

Loose, 

formed, 

IBS-D, 

IBS-C, 

Phenomenolo

gical overlap; 
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Domain 
Grahanido

sha 
IBS 

Interpretive 

status 

hard, 

mixed, or 

alternating 

according 

to stage 

and Dosha 

IBS-M, and 

IBS-U 

no direct 

mapping 

Pain and 

sensitivity 

Pain or 

discomfort 

within 

Dosha- and 

Agni-

specific 

patterns 

Visceral 

hypersensit

ivity and 

altered pain 

processing 

in subsets 

Possible 

clinical 

overlap 

Psycholog

ical 

influence 

Worry, 

grief, fear, 

and 

behavior 

may 

disturb 

digestion 

Stress, 

anxiety, 

mood, 

hypervigila

nce, and 

central 

processing 

influence 

symptoms 

Strong 

conceptual 

overlap; 

different 

terminology 

Post-

infective 

pattern 

Chronic 

Grahani 

disturbanc

e may 

follow 

unresolved 

Atisara 

Post-

infectious 

IBS after 

acute 

enteritis 

Parallel 

pattern, not 

equivalence 

Therapeut

ic 

framewor

k 

Agni 

correction, 

Ama 

manageme

nt, diet, 

behavior, 

and Dosha-

specific 

therapy 

Dietary, 

behavioral, 

pharmacolo

gic, and 

phenotype-

directed 

manageme

nt 

Complement

ary research 

domains 

 

IX. A FIVE-LAYER TRANSLATIONAL MODEL: 

FROM AGNI IMPAIRMENT TO 

MICROBIOTA-GUT-BRAIN 

DYSREGULATION 

 
A useful synthesis can be constructed through five 

interacting layers without collapsing either system into 

the other. The first is the transformative layer, 

represented in Ayurveda by Agni and supported by 

Pachaka Pitta. Its biomedical comparison domain 

includes digestive secretion, enzymatic processing, 

bile-mediated transformation, absorptive preparation, 

metabolic signaling, and the timing required for these 

processes. The correspondence is functional, not 

material: Agni is not an enzyme, acid, hormone, or 

caloric measurement. The research question generated 

by this layer is whether defined Ayurvedic patterns of 

impaired transformation correspond to reproducible 

differences in meal response, transit, stool phenotype, 

metabolite exposure, or symptom timing. 

The second is the substrate-ecology layer. Ama 

denotes pathological incompleteness and 

incompatibility after defective transformation. In a 

modern digestive ecosystem, incompletely absorbed 

or differently processed substrates can alter osmotic 

load, fermentation, gas production, metabolite 

profiles, and ecological selection pressures. Yet Ama 

cannot be identified with fecal bacteria, endotoxin, 

small-intestinal bacterial overgrowth, or one 

metabolomic signature. A testable translation would 

instead ask whether clinically defined Ama-positive 

and Nirama phenotypes differ in diet, stool chemistry, 

fermentation-related symptoms, microbial function, or 

response to Dipana-Pachana strategies. Such studies 

require operational Ayurvedic criteria defined before 

laboratory results are known, preventing biomarkers 

from being used retrospectively to manufacture 

equivalence. 

The third is the interface layer, represented by 

Pittadhara Kala as a support for digestive 

transformation. The modern comparison domain 

includes epithelial barrier regulation, mucus, immune 

tolerance, enteroendocrine signaling, host-microbial 

contact, and sensory communication. Pittadhara Kala 

is not the histological mucosa, but the comparison 

directs attention to the condition of the digestive 

boundary across which transformation becomes host 

physiology. The fourth is the movement-regulation 

layer, represented by Samana Vata and Apana Vata. It 

includes retention, mixing, propulsion, separation, and 

evacuation, with modern comparison domains in 

motility, enteric reflexes, autonomic regulation, 

pelvic-floor coordination, and transit. Neither layer is 

reducible to one tissue or nervous pathway. [12,18,19] 

The fifth is the central-affective layer. Classical 

etiological descriptions acknowledge worry, fear, 

grief, irregular behavior, and other disturbances that 

can weaken digestion or aggravate established disease. 

Contemporary models describe bidirectional signaling 

among central networks, autonomic pathways, the 
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hypothalamic-pituitary-adrenal axis, immune 

mediators, visceral afferents, and microbial 

metabolites. Psychological factors are neither 

imaginary causes nor mere consequences: they can 

influence attention, threat appraisal, motility, 

permeability, immune activity, pain amplification, and 

treatment behavior. In turn, unpredictable bowel 

symptoms can increase hypervigilance, avoidance, 

shame, and anxiety. This recursive structure explains 

why brain-gut behavioral therapies can improve 

abdominal pain in selected patients without implying 

that the disease is purely psychological. [27-29] 

The five layers form a bidirectional network rather 

than a linear historical translation. Impaired 

transformation may alter the substrate environment; 

substrate changes may influence microbiota and the 

interface; interface signaling may amplify sensation 

and motility; stress may worsen movement and barrier 

regulation; and unstable transit may further change 

substrate delivery and microbial activity. The model 

predicts that successful treatment need not normalize 

every layer simultaneously and that different patients 

may enter the cycle at different points. It also explains 

why a single stool microbiome sample, serum marker, 

or symptom score cannot represent the whole disorder. 

The value of the framework is its capacity to organize 

multidomain measurement while preserving a central 

Ayurvedic insight: durable digestive health depends 

on coordinated transformation, containment, 

movement, and adaptation. 

 

Table 3. Five-Layer Translational Model And 

Research Boundaries 

Layer 

Ayurvedic 

organizatio

n 

Modern 

comparison 

domain 

Research 

boundary 

Transforma

tion 

Agni and 

Pachaka 

Pitta 

Digestion, 

secretion, 

absorptive 

preparation, 

metabolic 

signaling 

Test meal 

response, 

transit, 

symptoms, 

and 

metabolite 

exposure; 

no one-to-

one 

identity 

Substrate 

ecology 

Ama and 

incomplete 

transforma

tion 

Osmotic 

load, 

fermentatio

n, luminal 

Compare 

prospective

ly defined 

Ama/Nira

Layer 

Ayurvedic 

organizatio

n 

Modern 

comparison 

domain 

Research 

boundary 

chemistry, 

microbial 

substrate 

availability 

ma 

phenotypes

; Ama is 

not 

dysbiosis 

Digestive 

interface 

Pittadhara 

Kala 

Barrier, 

mucus, 

immune 

tolerance, 

enteroendoc

rine and 

host-

microbial 

signaling 

Measure 

selected 

interface 

markers; 

Pittadhara 

Kala is not 

mucosa 

Movement-

regulation 

Samana 

Vata and 

Apana 

Vata 

Motility, 

transit, 

enteric-

autonomic 

and 

evacuation 

coordinatio

n 

Use 

validated 

transit and 

bowel 

outcomes; 

Vata is not 

the nervous 

system 

Central-

affective 

regulation 

Psychologi

cal and 

behavioral 

etiologies 

Central 

processing, 

stress 

physiology, 

autonomic 

and 

behavioral 

feedback 

Use 

validated 

measures 

without 

psychologi

zing 

symptoms 

 

X. PRIYANGVADI BASTI: CLASSICAL 

RATIONALE AND RESEARCH 

HYPOTHESIS 

 

The therapeutic management of Grahanidosha 

follows Samprapti-vighatana, the interruption of the 

pathogenic sequence. Early or Ama-dominant stages 

require attention to Agni, digestion, diet, and the 

processing of pathological incompleteness. Chronic 

disease may additionally involve Vata-mediated 

instability of retention, transit, and evacuation. In such 

contexts, treatment is not directed solely at reducing 

stool frequency; it aims to restore organized digestive 

function while preserving the patient's strength. 

Basti is regarded in classical Ayurveda as a principal 

intervention for Vata disorders. Its relevance to 

Grahanidosha arises from the role of Samana Vata 

and Apana Vata in digestive coordination and 
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elimination. A rectal route does not automatically 

imply a purely local laxative action within Ayurvedic 

therapeutics. Depending on composition and clinical 

indication, Basti may be evacuative, nourishing, 

stabilizing, or specifically Grahi. Charaka emphasizes 

the systemic therapeutic importance of Basti in Vata-

predominant disease. [34] 

Grahi is often translated as antidiarrheal, but this is 

incomplete. The term conveys the capacity to support 

appropriate retention and reduce pathological 

looseness after adequate digestion. A Grahi 

intervention is therefore most appropriate when 

excessive mobility or poor containment persists in a 

context where obstructive Ama has been addressed or 

carefully assessed. Suppressing diarrhea 

indiscriminately in an Ama-dominant or infectious 

condition would not follow this therapeutic logic. 

The Sushruta Samhita describes Grahi Basti in the 

management of chronic bowel instability and includes 

Priyangu among relevant ingredients in formulations 

intended to promote retention. [35] The designation 

Priyangvadi Basti in the present review refers to a 

formulation developed from this Grahi therapeutic 

rationale. Before publication, the exact classical 

source, ingredient identity, botanical authentication, 

quantity, preparation method, sequence, dose, 

accompanying Anuvasana or Niruha schedule, and 

indication must be documented from the protocol 

actually used. The current literature does not justify 

treating every similarly named formulation as 

identical. 

The textual formulation deserves precise reporting 

because the name Priyangvadi can refer to different 

preparations across contexts. In the Sushruta passage 

relevant to Grahi Basti, a decoction of the Priyangvadi 

group is combined with a paste of the Ambasthadi 

group and suitable adjuncts; the following verse also 

describes medicated oil or ghee prepared with related 

drugs for Sneha Basti. The therapeutic identity 

therefore depends on the exact source, ingredient list, 

botanical species, plant part, pharmaceutical process, 

dose, and whether the intervention is Niruha, 

Anuvasana, or a protocol combining both. A 

publishable study must distinguish the classical textual 

formulation from any investigator-adapted version and 

provide quality-control information sufficient for 

replication. [35] 

The modern mechanism of Priyangvadi Basti is 

unknown. Several research domains are plausible but 

must remain explicitly hypothetical. Changes in stool 

frequency and consistency may reflect altered distal 

colonic transit, fluid handling, or evacuation 

dynamics. Rectal administration may interact with 

mucosal, neural, immune, and microbial 

environments, but direct systemic effects cannot be 

inferred from route alone. Any claim concerning 

cytokines, serotonin, vagal tone, tight-junction 

proteins, microbial diversity, or specific metabolites 

requires direct measurement and an appropriate 

control group. 

The most immediate translational hypothesis concerns 

bowel-pattern stabilization. A therapy selected for 

Vata-mediated irregularity and defective retention 

should first be evaluated through validated clinical 

endpoints: pain, bloating, urgency, stool form, stool 

frequency, incomplete evacuation, adequate relief, 

quality of life, and durability of response. Mechanistic 

sampling should be secondary and prespecified. 

Exploratory findings from small, uncontrolled studies 

should not be presented as proof that the intervention 

restores the microbiome or gut-brain axis. 

Priyangvadi Basti should also be understood as one 

component of a broader treatment package rather than 

an isolated pharmacological exposure. Ayurvedic 

management may include preparatory measures, diet, 

timing of meals, oral Dipana-Pachana or Grahi 

medicines, rest, behavioral advice, and follow-up 

Pathya. These co-interventions can influence 

outcomes and must be standardized or reported 

transparently. Otherwise, the specific contribution of 

the Basti cannot be distinguished from the effect of the 

whole therapeutic program. 

Mechanistic research should also respect the 

intervention's procedural nature. Rectal administration 

involves solution composition, osmolarity, viscosity, 

temperature, volume, administration speed, retention 

time, posture, bowel preparation, concurrent oil-based 

Basti, and practitioner technique. Each factor can 

influence tolerability, evacuation, fluid movement, 

and local exposure. A pharmacological description of 

ingredients alone is therefore insufficient. Likewise, 

sham control is difficult because volume, sensation, 

and evacuation can reveal allocation. Early studies 

may be better framed as assessor-blinded, controlled 

pragmatic trials with transparent co-intervention 

reporting, followed by mechanistic substudies once a 

clinically credible signal and safe protocol are 

established. 
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Accordingly, the scientific importance of Priyangvadi 

Basti lies not in a presumed ancient description of 

modern molecular pathways, but in a coherent 

classical indication that can be tested rigorously. The 

priority is to establish safety, feasibility, clinical 

effect, phenotype-specific response, and treatment 

durability before advancing to costly multi-omic or 

neuroimmune studies. 

 

 
 

XI. FUTURE RESEARCH DIRECTIONS 

 

Future studies should recruit patients using clearly 

stated contemporary diagnostic criteria and report 

whether Rome IV or Rome V clinical or research 

criteria were applied. IBS-D, IBS-C, IBS-M, and post-

infectious phenotypes should not be pooled 

automatically. Ayurvedic phenotyping should be 

recorded prospectively, including Agni pattern, Ama 

or Nirama status, dominant Dosha, stool 

characteristics, appetite, strength, and relevant dietary 

or psychological factors. This would permit analysis 

of whether specific Ayurvedic patterns predict 

response rather than assuming a uniform Grahani-IBS 

correspondence. 

A controlled feasibility study should standardize the 

Priyangvadi Basti formulation, botanical identity, 

preparation, dose, schedule, route, retention time, 

accompanying therapies, Pathya, rescue medication, 

and follow-up. Safety monitoring should include 

adverse events, worsening pain, bleeding, 

dehydration, electrolyte disturbance where clinically 

relevant, and discontinuation criteria. The comparator 

may be usual care, a matched Ayurveda program 

without Basti, or another ethically justified control 

depending on the research question. 

Validated outcomes should be prespecified. The IBS 

Symptom Severity Scoring System can quantify 

global severity, the Bristol Stool Form Scale can 

describe stool consistency, and the IBS-specific 

quality-of-life instrument can assess broader disease 

impact. [36-38] Daily stool frequency, urgency, 

incomplete evacuation, pain, bloating, patient global 

improvement, medication use, and recurrence after 
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treatment are also clinically meaningful. Mechanistic 

endpoints should be limited to a small feasible set, 

such as heart-rate variability, selected inflammatory or 

permeability markers, stool microbiome or metabolite 

profiling, rather than an unfocused panel vulnerable to 

false-positive findings. 

To improve reproducibility, investigators should 

publish a treatment manual and a core dataset. The 

manual should define patient preparation, decision 

rules for postponing or stopping Basti, formulation 

testing, administration competency, permitted oral 

medicines, dietary instructions, and management of 

adverse events. The core dataset should include the 

modern diagnosis, bowel subtype, symptom duration, 

post-infective status, major exclusions, medication 

exposure, menstrual or hormonal context where 

relevant, diet, antibiotic and probiotic use, and 

prespecified Ayurvedic variables. Microbiome studies 

should record collection time, storage, extraction, 

sequencing, bioinformatic pipeline, and multiple-

testing correction. These details are less glamorous 

than molecular claims, but they determine whether 

another group can reproduce or refute the findings. 

 

Table 4. Proposed Research Outcomes For 

Priyangvadi Basti 

Research domain 
Suggested 

outcome 
Rationale 

Clinical severity 

IBS 

Symptom 

Severity 

Scoring 

System 

Captures pain, 

bloating, 

bowel 

dissatisfaction

, and life 

interference 

Stool pattern 

Bristol Stool 

Form Scale 

and daily 

frequency 

Documents 

consistency 

and bowel 

rhythm 

Pain and bloating 

Validated 

numerical or 

visual 

analog 

scales 

Measures 

dominant 

symptom 

burden 

Urgency/evacuati

on 

Daily diary 

and 

incomplete-

evacuation 

rating 

Assesses 

functional 

bowel control 

Research domain 
Suggested 

outcome 
Rationale 

Psychological 

status 

Validated 

anxiety and 

perceived-

stress 

measures 

Examines 

psychodigesti

ve association 

Autonomic 

regulation 

Heart-rate 

variability 

with 

standardized 

acquisition 

Exploratory 

assessment of 

autonomic 

balance 

Quality of life 

IBS-specific 

quality-of-

life 

instrument 

Measures 

patient-

centered 

impact 

Exploratory 

biology 

Prespecified 

microbiome, 

metabolite, 

inflammator

y, or 

permeability 

measures 

Tests 

mechanism 

without 

overinterpreti

ng clinical 

response 

 

XII. LIMITATIONS 

 

This is a narrative translational review rather than a 

systematic review, and selection and interpretation of 

sources may therefore be influenced by author 

judgment. Ayurvedic and biomedical concepts arise 

from different observational, diagnostic, and 

evidentiary traditions; every comparison is partial. 

Classical terminology has been rendered without 

diacritics to follow the target journal's formatting 

instructions, reducing philological precision. Exact 

page numbers, editions, and commentarial readings of 

several classical passages require final verification 

from the author's physical texts. 

IBS is heterogeneous, and findings concerning 

microbiota, permeability, immune activation, visceral 

hypersensitivity, autonomic regulation, or 

psychological factors do not apply uniformly to every 

patient. Group-level associations do not establish 

causation or provide an individual biomarker. Direct 

controlled evidence for Priyangvadi Basti in patients 

defined by contemporary IBS criteria is limited. 

Therefore, proposed relationships with transit, 

microbiota, epithelial barrier function, inflammatory 
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signaling, autonomic balance, or gut-brain 

communication remain research hypotheses rather 

than demonstrated mechanisms. The manuscript also 

does not assess the comparative safety or effectiveness 

of this intervention against established IBS treatments. 

 

XIII. CONCLUSION 

 
Grahanidosha is a classical Ayurvedic model of 

chronic digestive dysregulation in which impaired 

Agni, incomplete transformation, disturbed retention, 

Vata-mediated instability, and altered digestive 

interface function interact. IBS is a contemporary 

disorder of gut-brain interaction characterized by pain 

or discomfort and altered bowel habits, with variable 

contributions from motility, visceral sensitivity, 

microbiota, barrier physiology, immune activity, 

autonomic regulation, prior infection, and 

psychosocial factors. 

The two conditions should not be declared identical. 

Their most meaningful convergence lies at the level of 

regulatory architecture: both recognize that persistent 

symptoms can arise from unstable coordination rather 

than a single gross lesion. Ama is not dysbiosis, 

Pittadhara Kala is not intestinal mucosa, and Vata is 

not the nervous system. These boundaries do not 

diminish the value of comparison; they make the 

resulting hypotheses more precise and testable. 

Priyangvadi Basti has a coherent classical rationale as 

a Grahi and Vata-regulating intervention, but its 

efficacy, safety, phenotype specificity, and biomedical 

mechanisms require direct investigation. A rigorous 

research program should combine verified textual 

scholarship, standardized formulations and 

procedures, contemporary diagnostic criteria, 

validated patient-centered outcomes, appropriate 

controls, adequate follow-up, and a limited number of 

prespecified mechanistic measures. 

For this field to mature, future publications should 

make disagreement visible rather than smoothing it 

away. Negative trials, phenotype-specific responses, 

protocol deviations, adverse events, and unchanged 

biomarkers are scientifically informative. Classical 

reasoning should be documented prospectively before 

outcomes are known, while laboratory interpretation 

should be blinded to Ayurvedic categories whenever 

feasible. Multicenter replication should precede 

claims of diagnostic biomarkers, universal 

mechanisms, or broad therapeutic superiority. Patient 

priorities should guide outcome selection because a 

statistically detectable microbial shift may be 

clinically irrelevant, whereas reduced urgency, 

restored confidence in eating, improved sleep, and 

sustained participation in daily life may be deeply 

meaningful. Transparent registration, open analytical 

code, deposited sequencing data, authenticated 

medicines, and independent safety monitoring would 

allow the proposed framework to be challenged 

constructively. Future scholarship must also 

distinguish conceptual usefulness from therapeutic 

effectiveness: a framework may organize observations 

elegantly yet fail to predict outcomes, and an 

intervention may improve symptoms without 

confirming its proposed mechanism. Respect for 

Ayurveda requires neither exaggeration nor defensive 

equivalence. It requires disciplined textual 

interpretation, clinically meaningful questions, 

reproducible methods, publication of null findings, 

and willingness to revise hypotheses when evidence 

does not support them. This scientific humility offers 

the strongest foundation for credible, ethical, and 

internationally relevant integrative gastroenterology 

research and defensible clinical application across 

diverse populations worldwide. 

 

XIV. LIST OF ABBREVIATIONS 

 
DGBI - disorder of gut-brain interaction 

ENS - enteric nervous system 

FODMAP - fermentable oligosaccharides, 

disaccharides, monosaccharides, and polyols 

GI - gastrointestinal 

HPA - hypothalamic-pituitary-adrenal 

HRV - heart-rate variability 

IBS - irritable bowel syndrome 

IBS-C - constipation-predominant IBS 

IBS-D - diarrhea-predominant IBS 

IBS-M - mixed-bowel-pattern IBS 

IBS-SSS - Irritable Bowel Syndrome Symptom 

Severity Score 

SCFA - short-chain fatty acid 

VAS - visual analog scale 
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