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ABSTRACT 

Pratishyaya(Rhinitis) is an important 

NasagataRoga(disease of the nose) which when 

neglected, can lead to various Rogas (diseases). Its 

Hetus(causes)have been classified into 2 

categories- SadyojanakaHetus(immediate cause) 

and Kalantarajanaka Hetus(delayed cause). As per 

AcharyaSushruta and AcharyaMadhavakara, 

PureeshavegaDharana (voluntary suppression of 

defecation) is a SadyojanakaHetu of Pratishyaya. 

Pratishyaya has been mentioned as a lakshana 

(symptom) of PureeshavegaDharana by 

AcharyaVagbhata. The mechanism in emotional 

stress and constipation result in the alteration of 

bowel habits through the brain-gut axis. The Vagus 

nerve is a connecting link in the Microbiota-Gut-

Brain Axis. A research study found a 2.3-fold 

higher risk of incidence of Allergic Rhinitis (AR) 

in constipated patients than in non-constipated 

patients. This article aims to analyze the 

phenomena behind the causation of Pratishyaya due 

to PureeshavegaDharana through modern science. 

KEY WORDS- Gut microbiota, 

Immunity,Pratishyaya, PureeshavegaDharana, 
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I. INTRODUCTION 
Pratishyaya is an important NasagataRoga. 

When neglected, it can lead to complications like 

DushtaPratishyaya, Badhirya (hearing loss), 

Aandhya(vision impairment), Aghrana(anosmia), 

GhoraNetrarogas (serious eye diseases), Kasa 

(cough), Agnisada(impaired digestive fire), 

Shopha(inflammation) etc. 
[1] 

Ayurveda explains 2 types of Vegas 

(natural urges)- Dharaneeya (urges which ought to 

be suppressed) and Adharaneeya (urges which 

should not be suppressed). Pureeshavega (the urge 

to defecate) is as an AdharaneeyaVega. In the 

present era, people tend to forcefully suppress 

various AdharaneeyaVegas. They may suppress the 

urge to pass feces due to absence of facilities or 

when busy with work. 
[2]

 

According to AcharyaSushruta and 

AcharyaMadhavakara, PureeshavegaDharana is a 

SadyojanakaHetu of Pratishyaya.
[3] [4]

Pratishyaya 

has been mentioned as a Lakshana of 

PureeshavegaDharana by AcharyaVagbhata
[5]

. 

Voluntary suppression of defecation leads 

to constipation. It has been reported that voluntary 

holding in healthy people can remarkably delay 

defecation and thus prolong colonic transit. The 

mechanism in emotional stress and constipation 

result in the alteration of bowel habits via the brain-

gut axis. A study indicated that constipated 

individuals had a 2.3-fold higher risk of developing 

Allergic Rhinitis than non-constipated patients.
[6]

 

The microbiota, gut, and brain 

communicate in a bidirectional manner via the 

microbiota-gut-brain axis, which involves the 

autonomic nervous system. The Vagus nerve acts 

as a link between the Microbiota, Gut, and Brain 

Axis. Vagal activity protects the intestinal 

epithelial barrier. Low vagal activity makes the 

intestinal epithelium more permeable, which 

promotes systemic inflammation. 

Stress suppresses the vagus nerve while 

stimulating the sympathetic nervous system. Stress 

may offset the Vagus nerve's overall protective 

impact on the epithelial barrier, promoting 

dysbiosis by altering epithelial homeostasis.
[7] 

It has 

been shown that stress may act via the Enteric 

Nervous System (ENS) to inhibit colonic motility 

and thus prolong colonic transit.
 [8]

 

 

OBJECTIVES 

 To analyse the process of PratishyayaUtpatti 

(Pathogenesis of Rhinitis) by Pureeshavega 

Dharana. 

 To understand the link between voluntary 

suppression of defecation and constipation.  

 To understand the importance of Microbiota-

gut-brain axis in homeostasis. 

 To understand the link between intestinal 

dysbiosis and immunity. 
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II. MATERIALS AND METHODS 
 Pratishyaya and related information in modern 

science were gathered from Bruhattrayee, 

Laghutrayee, commentaries and contemporary 

medicine, respectively. 

 Various journals from Ayurveda and 

contemporary medicine were reviewed and 

information was collected. 

 

III. REVIEW OF LITERATURE 
A BRIEF AYURVEDIC REVIEW 

PratishyayaHetus have been classified into 

2 categories- Sadyojanaka Hetus and 

Kalantarajanaka Hetus.  

SadyojanakaHetusare so powerful that 

they precipitate the Vyadhi directly without passing 

through the Shatkriyakala. Khavaigunya is 

stronger, hence Vyadhi is immediately precipitated 

and it can be cured earlier also. 

In case of KalantarajanakaHetus, doshas 

get vitiated gradually, undergo Shatkriyakala and 

then produce Vyadhi. The generation and 

regression of the Roga occurs gradually, step by 

step.
 [9]

 

According to AcharyaSushruta and 

AcharyaMadhavakara, PureeshavegaDharana is a 

SadyojanakaHetu of Pratishyaya. Pratishyaya has 

been mentioned as a Lakshana of 

Pureeshavegadharana by both AcharyaCharakaand 

AcharyaVagbhata.  

This occurs by the UdavartaSamprapti
[10]

as 

elaborated in Fig 1. 

 

 

Fig 1-Pratishyaya Utpatti byUdavarta 

 

MODERN SCIENCE VIEW 

We can understand the pathology through the 

following concepts. 

 

Suppression of defecation and constipation 

The voluntary inhibition of feces slows 

stomach emptying. In healthy people, voluntary 

holding has been shown to significantly delay 

defecation while also slowing transit through the 

ascending colon and rectosigmoid tract. 

Psychological distress is linked to pelvic floor 

tension, increased extrinsic nerve supply, and rectal 

mucosal blood flow into the gut. The mechanism in 

emotional stress and constipation alters bowel 

habits via the brain-gut axis. Stress has been 

demonstrated to impede colonic motility through 

the Enteric Nervous System (ENS), hence 

prolonging colonic transit.
[11] 

 

Gut microbiota  

The resident gut microbiota is composed 

of a complex consortium of microorganisms, 

including bacteria, archaea, fungi, protozoans, and 

viruses, which reside along the alimentary tract. A 

newborn acquires a seed microbiota mainly from 

the vagina of the mother during birth. Between the 

ages of three and five, the diversity of the human 

gut microbiota increases, and it achieves adult-like 

compositions and structures. The bacterial 

composition of healthy adults is dominated by the 

bacterial phyla Bacteroidetes and Firmicutes, with 

lesser amounts of Actinobacteria, Proteobacteria, 

and Verrucomicrobia.
[12] 

 

Importance of gut microbiota  

Studies show that gut microbiota is crucial 

for human health, food digestion, production of 

some useful metabolites, colonization resistance 

toward pathogenic bacteria, and the development of 

innate and adaptive immune systems.  

Moreover, the effects of the microbiota 

extend to the peripheral sites as well as central 

lymphoid tissues, including bone marrow, where 

hematopoiesis can be affected. 

The role of gut microbiota in the 

development and maturation of immunity has been 

well demonstrated following the colonization of 

germ-free mice. The gut microbiota affects specific 

immune cells and mediators.  

Specific bacteria have also been found to 

have a modulatory effect on T cell development. 

The polysaccharide A (PSA) produced 

by Bacteroides fragilis induced balanced numbers 

of T helper 1 (Th1) and T helper 2 (Th2) cells, 
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which is mediated by TLR2/TLR1 heterodimer on 

lamina propria dendritic cells. Such 

immunomodulatory activities were induced by 

other gut bacteria as well, such  as Lactococcus  

and  Bifidobacterium species. 

Furthermore, the effects of gut microbiota 

extend to regulation of the T cell receptor (TCR) 

recruitment and proliferation. The gut microbiota 

also influences the development of B and invariant 

natural killer T cell populations. 

Gut microbes also have an indirect impact 

on immunity through their fermentation products 

such as Short Chain Fatty Acids (SCFAs). These 

SCFAs can bind to host cell receptors or induce 

epigenetic changes in host DNA, which result in 

activation or repression of the host immune genes. 
 

 

Vagus nerve  

The vagus nerve significantly 

influences the interaction between the gut, the 

brain, and inflammation. It is the primary 

component of the parasympathetic nervous 

system. It manages the operation of 

internal organs, including digestion, heart 

and breathing rates, vasomotor functions, 

and various reflexes like coughing, sneezing, 

swallowing, and vomiting. 

Its activation leads to the release of 

acetylcholine (ACh) at the synaptic junction with 

secreting cells, intrinsic nervous fibres, and smooth 

muscles. ACh binds to nicotinic and muscarinic 

receptors and stimulates muscle contractions in the 

parasympathetic nervous system. This cholinergic 

activation through nicotine receptors is the main 

transmitter between Vagus Nerve and ENS. 

The Enteric Nervous System (ENS) arises 

from neural crest cells of the primarily vagal origin 

and consists of a nerve plexus embedded in the 

intestinal wall, extending across the whole 

gastrointestinal tract from the esophagus to the 

anus. It is estimated that the human ENS contains 

about 100–500 million neurons.  

Functioning as an intestinal 

barrier, the ENS also controls major  digestive 

functions, including immune responses, nutrient 

detection, movement, microvascular circulation,  

and the secretion of fluids,  ions, and bioactive 

peptides  from the epithelium. The interplay 

between the ENS and the vagus nerve, as part of 

the central nervous system (CNS), facilitates a two-

way exchange of information.  ENS neurons 

are closely associated with both adaptive and innate 

immune system cells, influencing their roles and 

activities. 

Both neural (Vagus) and hormonal (HPA 

axis) lines of communication combine to allow 

brain to influence the activities of intestinal 

functional effector cells, such as immune cells, 

epithelial cells, enteric neurons, smooth muscle 

cells, interstitial cells of Cajal, and 

enterochromaffin  cells. These cells, on the other 

hand, are under the influence of the gut microbiota. 

The gut microbiota has an important impact on the 

brain–gut axis interacting not only locally with 

intestinal cells and ENS, but also by directly 

influencing neuroendocrine and metabolic systems. 

The anti-inflammatory functions of the 

Vagus nerve operate through three different 

pathways. The first is via the HPA axis. 

The second pathway involves the splenic 

sympathetic anti-inflammatory route, in which the 

vagus nerve activates the splenic sympathetic 

nerve. At the distal end of the splenic nerve, 

norepinephrine (NE) (noradrenaline) interacts 

with the β2 adrenergic receptors on splenic 

lymphocytes, leading to the release of ACh.  

Ultimately, ACh inhibits the secretion of TNF-

α from spleen macrophages via α-7-nicotinic ACh 

receptors. 

The final pathway, known as the 

cholinergic anti-inflammatory pathway (CAIP),  

involves vagal efferent fibers that form synapses 

with enteric neurons, which subsequently  release 

ACh at the synaptic sites with macrophages.  

ACh binds with α-7-nicotinic ACh receptors on 

these macrophages, reducing TNF-α levels.
[13] 

Vagal activity plays a protective role in 

maintaining the intestinal epithelial barrier.  

Reduced vagal activity can make the intestinal 

epithelium more permeable, thereby contributing 

to systemic inflammation. 

 

Intestinal dysbiosis   

The microbial makeup can be altered by a 

variety of factors, including food, antibiotics, 

lifestyle, surgical procedures, and bacterial or viral 

infections, which may ultimately have negative 

impacts on one's health. The disruption of the gut 

microbiome can result in a decrease in microbial 

diversity, a shift in composition, and an abnormal 

illness known as dysbiosis, which is linked to a 

number of diseases. 

 

Constipation and dysbiosis 

Prior studies have shown that extended 

stool stasis in the colon has a substantial impact on 

the intestinal environment, which might have an 

impact on several bowel functions, such as mucosal 

immunity and motility. Constipation is now 
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thought to be a contributing cause of intestinal 

dysbiosis. According to the data gathered, intestinal 

dysbiosis raises the likelihood of Allergic Rhinitis 

through the gut-airway axis. 

Patients with constipation were found to 

have less Bifidobacteria and Lactobacillus, 

according to research studies by Khalif et al. and 

Feng et al. By changing the microbiota and 

permeability of the gut, intestinal ailments like 

constipation can have an impact on immunity, 

resulting in the excessive secretion of 

proinflammatory or inflammatory biomarkers like 

chemokines and cytokines. These alterations were 

usually reversed by treating constipation. 

Cirali et al. discovered that neopterin, IL-

6, and IL-12 levels were higher in constipated 

youngsters than in the non-constipation group, 

suggesting the presence of subclinical 

inflammation  in constipated patients. 

When comparing healthy controls to AR 

participants, differences in the makeup of the gut 

microbiome have been shown. According to a 

research study, constipated patients had a 2.3 times 

greater risk of unintentional AR than non-

constipated patients, lending credence to the idea 

that constipation and AR may have a shared 

underlying etiology related to dysbiosis. 

 

Microbiota-gut-brain axis 

The microbiota, the brain, and the gut 

communicate through the microbiota-gut-brain axis 

in a two-way manner that involves the autonomic 

nervous system. 

 

Stress, Vagus Nerve, and Gut Microbiota 

Stress raises intestinal permeability and 

changes the gut microbiota by acting on its 

neuromediators, corticotrophin-releasing factor 

(CRF), and its related peptide urocortin(s), which 

act on their G protein coupled CRF (1 and 2) 

receptors in the brain and GI tract. 

Stress suppresses the Vagus Nerve and 

activates the sympathetic nervous system by way of 

autonomic-related projection neurons from the 

paraventricular hypothalamic nucleus (PVH) to the 

dorsal motor nucleus of the Vagus Nerve and 

sympathetic pre-ganglionic neurons of the spinal 

cord. Stress is hence pro-inflammatory since the 

Vagus Nerve has anti-inflammatory effects via its 

afferent and efferent fibers. 

At the time of the recovery period, which 

is a crucial period since it coincides with the 

parasympathetic rebound, a single acute stress 

causes a sustained rise in pro-inflammatory 

cytokines following the conclusion of stress 

exposure. Exposure to several recurring stressors 

mitigates the parasympathetic tone recovery, 

favoring an allostatic load and hence diminishing 

the anti-inflammatory regulatory activity of the 

Vagus Nerve. By disrupting epithelial homeostasis, 

stress may counteract the vagus nerve's overall 

protective effect on the epithelial barrier and 

thereby promote dysbiosis. 

 

IV. DISCUSSION 
PureeshavegaDharana leads to 

Vataprakopa. By the process of Udavarta- Sanga, 

Vimargagamana and later Atipravrutti of Doshas 

occur, resulting in Pratishyaya. People tend to 

suppress PureeshaVega due to psychological stress, 

due to reasons like absence of facilities, heavy 

workload etc.  

Constipation results from the suppression 

of defecation. Hypersecretion of inflammatory or 

pro-inflammatory biomarkers, such chemokines 

and cytokines, might result from intestinal 

disorders like constipation because they can disrupt 

gut microflora and permeability, which would 

affect immunity. Intestinal dysbiosis results from a 

change in the makeup of the microbiota and a 

reduction in microbial diversity. There is mounting 

evidence linking intestinal dysbiosis to a higher 

risk of Allergic Rhinitis. 

The link between the gut, brain, and 

inflammation is mediated by the vagus nerve. 

Stress inhibits the vagus nerve. Following the 

conclusion of stress exposure, a single acute stress 

causes a protracted rise in pro-inflammatory 

cytokines. 

 

V. CONCLUSION 
This was an attempt to analyze the 

wisdom of our Acharyas by using concepts of 

modern science. Pureeshavega Dharana can lead to 

Pratishyaya. Conversely, Agnisadais mentioned as 

a complication of neglected Pratishyaya. This 

shows how two different systems not directly 

related anatomically can induce pathology in each 

other. The importance of VataDosha and Agni in 

the human bodycan be appreciated by the above 

article. Therefore, examining the overall health of 

the patient can help us in uncovering the Nidana 

(cause) and uprooting the Vyadhi. 
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