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Ayurveda & Manas
• The three constituents/guṇas of the mind
in Ayurveda are sattva (clarity, balance), rajas (activity, arrogance), and
tamas (darkness, inertia) . (Charaka Samhita Sutrasthana 1)

Ayurveda & Manasika Vikruti
•

Manas vikruti is the state of psychological imbalance
which deviates from one’s ‘normal’ functioning .
• Factors which affect manasika vikruti include diet, lifestyle,
stress, relationships, one's response to challenges, and
repressed emotions. If these cognitive energies are left to
accumulate over time they can also give rise to imbalance
and might cause mental disturbances like “anxiety ,
depression and insomnia”. (Charaka Samhita Unmada
chikitsa)

Ayurveda & Manasika Vikruti
• Mental illness is mostly considered to arise as a result of an
interplay between dosha (biological humors) and
the guṇas (psychological qualities) . Imbalances of the
three doshas are representative of different cognitive and
somatic symptoms: vata being associated with anxiety and
hyperactivity, kapha linked to passivity and lethargy,
and pitta connected to strong emotions such as anger.

Vata,Pitta,Kapha

Rajas,Tamas

Agni
• Agni is associated with digestion, metabolism and the
assimilation of nutrients . A proper functioning of agni is
noted to produce many physiological benefits such as good
strength, resistance to infection, and good skin luster. Since
a disturbance of agni is considered to promote the
formation of ama (inflammatory waste), “the whole
treatment methodology in Ayurveda revolves around the
modulation and management of agni” .
आमर्
व ो फरं स्र्ास््मभुत्साहोऩचमौ प्रबा|
ु र्ण
ओजस्तेजोऽग्नम् प्रार्णाश्चोक्ता दे हाग्ग्नहे तुका्||
शान्तेऽग्नौ म्रिमते, मुक्ते चचयं जीर्त्मनाभम्|
रोगी स्याद्विकृते, मूऱमग्निस्तस्माग्निरुच्यते||
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Types of Agni
• When the functioning of agni is compromised, ama is
produced and a range of psychophysiological responses
can occur ranging from nausea to osteoporosis . There are
three pathological expressions of agni which are
called vishama, tikshna and manda. They are associated
with an excess of vata, pitta, and kapha dosha respectively.
Vishama
Agni

• Caused by Vata Dosha

तैबर्
व ेद्वर्षभस्तीक्ष्र्णो भन्दश्चाग्ग्न्सभै्सभ्||
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Tikshna Agni

• Cause by Pitta Dosha

िातोत्कर्षेण विर्षमः, वित्तोत्कर्षेण तीक्ष्णः, कफो
त्कर्षेण मनद इतत| समैर्ाानयत्ु कर्षािग्जातैः समः|

Manda Agni

• Caused by Kapha Dosha

Agni
Manda agni, also referred to as
hypo-metabolism, is the term for
describing agni when it is too low
• Symptoms include excessive sleep, slow
metabolism, poor appetite, a feeling of
weakness, and depression
• Causes of
low agni include kapha aggravating foods,
unprocessed emotions, stress, and a
lifestyle of inertia

Agni & Manasika Vikruti

emotional
imbalance caused
by rajas or tamas

physical
means, such as
eating foods
which cause
imbalance

अबोजनादजीर्णावततबोजनाद्वर्षभाशनात ्|
असात््मगरु
ु शीताततरूऺसन्दष्ु टबोजनात ्||
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then psychological
difficulties like insomnia
and disturbed thoughts
will likely ensue.

Disturbed Agni

Agni and Manasika Vikruti
• रूऺाल्ऩशीतान्नवर्ये कधातऺ
ु मोऩर्ासैयतनरोऽततर्द्
ृ ध्|
चचन्ताददजष्ु टं [१] रृदमं प्रदष्ू म फद्
ु चधं स्भतृ तं चाप्मऩ
ु हग्न्त
शीघ्रभ ्||
• अजीर्णवकट्र््रवर्दाह्मशीतैबोज्मैग्श्चतं वऩत्तभद
ु ीर्णवर्ेगभ ्|
उन्भादभत्मग्र
व दाशु कुमावत ्||११||
ु भनात्भकस्म रृदद चितं ऩर्
ू र्
अभषवसंय्बवर्नग्नबार्ा् सन्तजवनाततद्रर्र्णौष््मयोषा्
• सोष्भा कपो भभवणर्ण स्प्रर्द्
ृ ध्|
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Major Depressive Disorder (MDD)
• According to the World Health Organization,
depression is the most common cause of
YLD (years lived with disability) globally
and ranks as one of the leading causes of
disability .

Major Depressive Disorder (MDD)
• The ‘Diagnostic and Statistical Manual of
Mental Disorders – V’ describes symptoms of
Major Depressive Disorder (MDD) as:
 Depressed mood
 Suicidal ideation
 Fatigue or loss of energy
 Psychomotor agitation
 Insomnia
Persisting most of the day, nearly everyday for a
period of two weeks

Ayurveda and Depression
KAPHAJA UNMADA

VISHADA

Kapha
unmada
(Depression)
is
considered to result from “external
factors such as tension, bereavement,
loss, or a wrong diet” and is similar
conceptually with the DSM-V diagnosis
of major depression.

A vata induced depression, also known
as viṣadam, is considered to be mild in
comparison to kapha unmada and is
usually associated with psychological
rumination and worries .

Kapha unmada “must be treated with Viṣadam
is
treatable
purgatory and purifying procedures: with Ayurvedic drugs and counseling
internal (snēhapana) and external
(abhyaṅga) oileation of the body,
sweating
(svēdana),
therapeutic
vomiting (vamana), and nasal treatment
(nasya)”

• MDD is increasingly linked with gut dysregulation in
contemporary literature and is a pathology explored within
both the Ayurvedic and Western systems of medicine.
• Ayurveda has long proposed a mechanism of causation for
depression which is strikingly similar to a new biomedical
understanding which links MDD to a dysregulation of the
GI tract.

Role of gastrointestinal (GI) system
and inflammation in depression
• Recent discoveries has alerted us about the
essential role that our gastrointestinal
system plays in maintaining our physical
and mental health as mediated through our
microbiome.

Role of gastrointestinal (GI) system and inflammation in
depression

Intestinal flora
-aids digestion
-acts as a physical barrier against
pathogens
-helps to detoxify that which
passes through the intestines

-aids in stress management
-produce and release important
biological enzymes and chemicals
(such as neurotransmitters)
-controls of inflammation

Role of Gastrointestinal (GI) system and
inflammation in depression
• More specifically, the GI system can play a role in
depression.

Enteric
Nervous
System
(ENS),

• commonly regarded as the
second brain,
• is a collection of neurons
located in the GI system
• is home to approximately
100 million neurons
• home to 30 different
neurotransmitters

Impaired intestinal permeability
‘Impaired Intestinal Permeability’
is often caused by microbial dysbiosis (an imbalance
of harmful bacteria in relation to healthy bacteria).

As a result of impairment, the gastrointestinal
tract can allow toxins to escape into the blood
stream

Toxins locate in different parts of the
body – causing inflammation

Eventually a disease

• When addressing the biological cause of depression in Western
conventional medicine, most look to the disruption of
serotonergic systems in the body and attempt to increase
serotonin stimulation by medicating with anti-depressant
medication; most commonly Selective Serotonin Re-uptake
Inhibitors (SSRI's).
• Most of the body's serotonin is found within the GI tract and is
produced primarily by diet, exercise, exposure to light, and
positive emotional states . Tryptophan (the precursor of
serotonin) is metabolized from food within the GI tract which,
after absorption, is transformed into serotonin by
“enterochromaffin cells of the gastrointestinal tract”.

Role of gastrointestinal (GI) system
and inflammation in depression
• A meta-analysis containing more than fifty studies
identified a positive association between depression and
the inflammatory markers C-reactive protein (CRP),
interleukins one (IL-1) and interleukins six (IL-6) . [Howren
M.B. et al]
Depression

C-reactive
protein (CRP)

Interleukins one
(IL-1)
interleukins six
(IL-6)

Role of gastrointestinal (GI) system and inflammation in
depression
• Another study reported that up to 50% of patients
receiving the administration of interferon-α (used for
illnesses like hepatitis C) experience depression as a
symptom of the therapy, inferring a causal association
between cytokines and depression. [Raison C.L. et al]
• Psychological stress can also “promote inflammatory
responses through effects on sympathetic and
parasympathetic nervous system pathways”. This
evidence indicates a bi-directional effect between
inflammation acting as a trigger for a depressive
episode whilst also becoming aggravated by the stress
of being depressed.

Role of gastrointestinal (GI) system
and inflammation in depression
• Inflammatory markers, known as cytokines, are chemical
messengers which alert the body when inflammation is
occurring. Factors associated with depression as a result of
an inflammatory response include a poor diet, obesity,
smoking, disturbed sleep, gut permeability, stress and
trauma .

Role of gastrointestinal (GI) system and inflammation in depression

• Psychosocial stressors are also suggested as a bidirectional
facilitator of depression. Stress, as mediated through the
sympathetic nervous system (SNS) is known to increase
heart rate, raise blood pressure and slow digestive
functions as a survival mechanism. Through repeated
exposure to cortisol (the steroidal molecule released by the
adrenal cortex during moments of stress), the body can
start to experience a high allostatic load which can
contribute to a dysregulation of the HPA-axis – resulting in
depression

Role of gastrointestinal (GI) system and inflammation in depression
• In relation to this understanding, the GI system is scientifically
understood to be particularly sensitive to stress activation. One
biological explanation for this interaction has been linked to the
stimulation of the hypothalamic–pituitary–adrenal (HPA) axis
through the stress response.
• Corticosteroids are released as a result of HPA activation which
have the ability to impact the composition of microbial
communities within the gut.
• In a 2016 study, Kanuri et al. found that it was common amongst
patients with irritable bowel syndrome (IBS) to have a prior
history of physical, sexual, and emotional abuse.
• Comorbid mood disorders (anxiety and depression) were also
identified as being a potential mediator for IBS, suggesting a
resilience to those with stronger emotional coping skills . Most
importantly, this study demonstrates the effect of stress upon
the GI system which, when left untreated, can cause further
inflammation and mood dysfunction.

Role of gastrointestinal (GI) system and inflammation in depression

• Surdea-Blaga et al.'s review on the psychosocial
determinants of IBS also suggests a “link between
psychosocial factors and gastrointestinal function” . A
bidirectional communication “between the gastrointestinal
tract and brain through neural, neuroimmune and
neuroendocrine pathways” was noted as the mediating
factor of many common psychological comorbidities with
IBS, including depression

Role of gastrointestinal (GI) system and inflammation in depression
• Gut microbiota play a potential role in modulating psychological
stress via the vagus nerve – the longest cranial nerve running
between the brain and abdomen.
• Yarandi et al. (2016) explain a system in which gut microbiota
are stimulating the “stress response and the activity of the
corticosterone pathway orchestrated by the HPA-axis”. Their
proposed mechanism takes into account both possible
directions of interaction whilst highlighting the specific
biological pathways through which it occurs. Meaning that an
increase in gut permeability can cause “bacteria or metabolic
products” to leak through the intestinal barrier and trigger an
inflammatory response. Stress activation can also cause the
release of cortisol which can stimulate the release of cytokines,
resulting in a permeable gut

Role of gastrointestinal (GI) system and inflammation in depression
• Through a study using germ free mice, it was identified that the stress
of maternal separation disrupted colonic homeostasis, thus, altering
the environment of the hosts gut causing dysbiosis. Similar results have
been found with human subjects (Øines E et al).

• Through analysis of urine lactulose/mannitol ratio (LMR) used to
measure small intestinal permeability after a stressful stimulus,
Vanuytsel et al. concluded that permeability was increased as a result
of “endocrinological signs of stress activation”. Cortisol secretion was
also identified as a mediator for small intestinal permeability – leading
to the hypothesis that gut permeability is ‘strongly associated’ with the
activation of the HPA axis and autonomic nervous system.

Role of gastrointestinal (GI) system and inflammation in depression

• Furthermore, by transferring the fecal microbiota from
thirty four patients with a diagnosis of major depression
into microbiota deficient rats, Kelly et al. were able to
identify a significant disruption to “behavioral and
physiological homeostasis”. Most importantly, this study
indicates that depressive symptoms, such as anhedonia,
can be induced through alterations to the gut microbiota.

Comparative assessment of Ayurveda,
depression, and gut dysfunction
• A pictorial comparison between the Ayurvedic system of disease
and the cause/effect of gut permeability.
• The specific cause of accumulation is dependent on the
individuals environment, lifestyle and genetic susceptibility
towards imbalance.
• Once an imbalance has occurred, the gut/agni will be affected –
causing āma and vitiated doshas to spread throughout the body.

• From a biomedical perspective, a dysbiosis of microbial flora is
followed by a permeable gut and the release of toxins into the
blood. Finally, an inflammatory response occurs within the body
and disease is potentially set to manifest.

Comparative assessment of Ayurveda,
depression, and gut dysfunction

Comparative assessment of Ayurveda, depression, and
gut dysfunction
• The biomedical understanding of gut homeostasis portrays a
very similar picture to the Ayurvedic model of depression.
Where the former identifies bacteria leaking through an
impaired intestinal wall and spreading throughout the body as a
clinical cause of depression , Ayurveda defines a potential cause
as the spreading of vitiated doshas from the digestive system to
particular tissue sites.
• The etiology responsible for this gastrointestinal dysbiosis is
primarily associated with a poor diet, stress and lifestyle
choices.
• Other factors including antibiotic usage, poor sleep, lack of
exercise, birth by C-section, birth control pills and exposure to
environmental chemicals like herbicides have all been noted to
have a negative effect on the proper functioning of gut
microbiota, potentially leading to a depressive episode.

Diet and lifestyle
• The medicinal properties of food play a key
role in Ayurveda as a form of treatment, as well
as a means to prevent the occurrence of
psychological and physiological diseases. Foods
which have the potential to slow agni and
induce depression are those which are
‘tamasic’ in nature (causing inertia). These are
foods which are processed, frozen, fried, high
in sugar, and substances like alcohol, drugs and
chemicals, which will likely increase tamas and
cause a lethargic state in the body and mind

Diet and lifestyle
• Similarly, Jacka et al. published a recent intervention
where adults with MDD were given a controlled diet,
emphasizing whole foods and limiting the
consumption of refined and sugary food. Results
showed a significant decrease in depression
symptomatology to those in a social support group.
This relationship is potentially related to the
‘Western’ diet (characterized by a high saturated fat
and refined sugar intake) having the potential to
induce depression through an inflammatory
response by increasing intestinal permeability and
negatively altering the microbial composition of the
gut.

Diet and lifestyle
• A 2016 study using both human and animal
subjects demonstrated that a diet high in both
sugar and fat was correlated with a dysbiosis of
intestinal mucosa “characterized by an
overgrowth of pro-inflammatory
proteobacteria”. [Martinez-Medina M Et al]
• Other factors associated with a Western diet
include a reduction in protective gut bacteria
and a thinning of the gastric mucus layer;
inducing permeability and inflammation

Diet and lifestyle
• Lifestyle and stress management play a
fundamental role in Ayurvedic treatment
methodology. Kapha dosha is primarily
aggravated through tamasic (inertia
promoting) and sedentary lifestyle choices
which have both been noted as causative of
depression.A life of inertia and excess sleeping
are likely to increase kapha and thus form
symptoms of depression, whist also causing
hypo-metabolism. As proposed by
this Ayurvedic principle, MDD is directly
associated with sedentary behavior.

Diet and lifestyle
• Several studies have linked a sedentary lifestyle to a
pro-inflammatory response in the body [Alves B. Et
al] [León-Latre M. Et al], further suggesting a
relationship between inflammation, depression
and kapha dosha.
• Furthermore, psychological distress plays an
intrinsic role in the ecology of the digestive system.
Chronic exposure to inflated cortisol can directly
change the ecology of the gut, causing permeability
and increasing inflammation which are both
associated with a diagnosis of depression.

Bidirectional relationship of the gut–
brain axis
Ayurveda

Modern medicine

The system of gut-brain interaction
proposed by Yarandi et al. shares many
of the qualities same to
the Ayurvedic understanding of
psychopathology. The bidirectional
element is crucial to both mechanisms.
If agni (digestive fire) is disturbed
through physical means, such as eating
foods which cause imbalance, then a
lack of positive emotion and disturbed
thoughts will likely ensue.

The same is true from a top-down
perspective, implying that emotional
imbalance can disturb the digestive
system, possibly leading to pathology.
The stress response stimulates the HPA
axis and releases corticosteroids and
the result of which exposes the
intestinal wall to cortisol and can lead to
gut permeability and depression

Bidirectional relationship of the gut–brain axis
• Moreover, when comparing
the Ayurvedic understanding of depression to this
system, a kapha induced depression (kapha
unmada) is most similar to the bottom-up
perspective, implying an effect from external factors,
such as diet, inducing permeability.
• A disturbance of kapha is correlated with ‘manda
agni’/low agni, also known as hypo-metabolism,
which can induce lethargy, excessive sleep,
attachment and possessiveness.

Conclusion
• The Ayurvedic association between psychology and the
gut can also be paralleled with the enteric nervous
system. More than thirty different neurotransmitters are
used by the gut in regulating functioning and is in
communication with the brain via the vagus nerve.
• The study of psychopathology and the gut is a very new
area of exploration and there is little definitive evidence
to suggest the specific pathway to which this
relationship is mediated. The vagus nerve, immune
system, short chain fatty acids and tryptophan” have all
been cited as potential routes of communication
between the gut and brain. Most likely, this is a multifaceted relationship which will take much more
scientific inquiry to fully understand.
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