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1. Introduction: The Paradigm Shift in Reproductive 

Medicine 

The contemporary landscape of reproductive health is characterized by a paradox: while 

assisted reproductive technologies (ART) have achieved unprecedented sophistication, the 

fundamental biological potential for fertility appears to be declining globally. 

Epidemiological data indicates that infertility now affects approximately 15% of couples 

worldwide, with male factor infertility contributing to roughly 50% of these cases. As the 

prevalence of metabolic disorders, chronic psychological stress, and circadian disruption 

rises, the limitations of a purely interventional approach—one that bypasses the underlying 

physiological state of the patient—become increasingly apparent. Consequently, a paradigm 

shift is underway toward "Pre-conception Care" or the "Premester" concept: a critical 

window of 3 to 6 months prior to conception where the gametic environment is optimized 

through rigorous lifestyle and therapeutic modulation. 

This report provides an exhaustive analysis of this integrative model, synthesizing evidence 

from nutritional endocrinology, neurobiology, chronobiology, and the classical Unani system 

of medicine. It explores four pillars of fertility optimization: the metabolic regulation of 

reproductive hormones through diet; the neuroendocrine disruption caused by the 

Hypothalamic-Pituitary-Adrenal (HPA) axis; the critical role of circadian clock genes in 

gametogenesis; and the systemic purification protocols (Tanqiya) of Unani medicine 

designed to restore humoral equilibrium. By weaving together modern molecular insights—

such as the impact of oxidative stress on sperm DNA fragmentation—with ancient concepts 

of corporal cleansing, this analysis offers a comprehensive blueprint for enhancing 

fecundability and pregnancy outcomes. 

 
 

 

 

 

 

 



 

2. Nutritional Endocrinology: The Fertility Diet for Him 

and Her 

Nutrition acts as the primary environmental signal to the reproductive axis, dictating the 

availability of precursors for steroidogenesis and the inflammatory status of the reproductive 

tract. The "Fertility Diet" is not a transient weight-loss regimen but a sustained metabolic 

intervention designed to lower insulin resistance, reduce systemic inflammation, and provide 

the essential substrates for oocyte maturation and spermatogenesis. 

2.1. The Metabolic Foundation: Glucose, Insulin, and the Reproductive Axis 

The intersection of dietary intake and fertility is most critically observed at the level of 

insulin sensitivity. High Glycemic Index (GI) and Glycemic Load (GL) diets are directly 

implicated in reproductive dysfunction for both sexes, primarily through the disruption of the 

insulin-glucose signaling pathway. 

2.1.1. Insulin Resistance and Female Reproductive Dysfunction 

In women, the consumption of processed sugars and refined carbohydrates precipitates a state 

of hyperinsulinemia. Insulin, a peptide hormone, shares significant structural homology with 

ovarian hormones and interacts with receptors on theca cells in the ovary. When insulin 

levels are chronically elevated, it drives these cells to overproduce androgens, specifically 

testosterone. This hormonal milieu is the hallmark of Polycystic Ovary Syndrome (PCOS), a 

leading cause of anovulatory infertility. The excess insulin halts follicular maturation, leading 

to the accumulation of immature follicles (cysts) and preventing the LH surge required for 

ovulation. 

Furthermore, chronic hyperglycemia facilitates the formation of Advanced Glycation End-

products (AGEs). These compounds form when proteins or fats become glycated after 

exposure to sugars. AGEs accumulate in the reproductive tissues, triggering an inflammatory 

cascade that damages the endometrial lining, thereby impairing its receptivity to 

implantation. Epidemiological evidence supports this mechanism, showing that women in the 

highest quantile of dietary GI and GL intake exhibit significantly reduced fecundability 

compared to those with lower intake. The "Fertility Diet" therefore necessitates a shift toward 

complex carbohydrates that blunt the insulin spike, thereby normalizing Sex Hormone 

Binding Globulin (SHBG) levels and reducing free circulating androgens. 

2.1.2. The Male Factor: Glycemia, Oxidative Stress, and Spermatogenesis 

The impact of dysregulated glucose metabolism on male fertility is equally profound, though 

frequently underdiagnosed. High blood sugar levels perpetuate a state of systemic oxidative 

stress.  

 



 

Spermatozoa are uniquely vulnerable to oxidative damage due to their high content of 

polyunsaturated fatty acids (PUFAs) in the plasma membrane and their distinct lack of 

cytoplasmic antioxidant enzymes. Hyperglycemia-induced Reactive Oxygen Species (ROS) 

attack these lipid membranes—a process known as lipid peroxidation—compromising 

membrane fluidity and motility. 

More critically, this oxidative assault extends to the sperm nucleus, causing DNA 

fragmentation. Sperm with fragmented DNA may retain the ability to fertilize an oocyte, but 

the resulting embryo is often non-viable, leading to arrest at the blastocyst stage or early 

miscarriage. Additionally, insulin resistance in men is strongly correlated with secondary 

hypogonadism. Visceral adipose tissue, which accumulates in high-sugar diets, expresses 

high levels of the aromatase enzyme, which converts testosterone into estradiol. This 

conversion lowers the testosterone-to-estrogen ratio, further suppressing spermatogenesis and 

libido. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

2.2. Dietary Villains: Foods to Avoid and Their Mechanisms 

The modern "Western Diet," characterized by high caloric density, ultra-processed foods, and 

low nutritional value, acts as a primary driver of declining fertility rates. The following 

dietary components have been identified as particularly deleterious to reproductive health. 

Dietary 

Component 

Primary Mechanism of 

Reproductive Harm 
Clinical Consequence Citation 

Trans Fatty 

Acids (TFAs) 

Integration into cell membranes 

increases rigidity; activates pro-

inflammatory pathways; disrupts 

PPAR-gamma receptors. 

Lower sperm counts; 

disruption of ovulation; 

significantly reduced IVF 

success rates.  

Processed 

Meats 

High content of saturated fats, 

preservatives (nitrates), and 

potential hormonal residues. 

Altered sperm morphology; 

decreased motility; lower 

blastocyst formation rates in 

ART cycles.  

High 

Glycemic 

Index Foods 

Induces hyperinsulinemia and IGF-

1 spikes; promotes formation of 

Advanced Glycation End-products 

(AGEs). 

Exacerbation of PCOS 

phenotypes; increased sperm 

DNA fragmentation; 

compromised oocyte quality.  

Excess 

Animal 

Protein 

May increase environmental 

contaminant load; elevates IGF-1 

which can dysregulate follicular 

development. 

Inconsistent data, but high red 

meat intake often correlates 

with lower embryo quality 

compared to plant proteins.  

Skim/Low-

Fat Dairy 

Removal of fat may alter the 

estrogen-to-androgen balance of 

the milk; potential for faster 

lactose absorption (insulin spike). 

Associated with higher rates of 

anovulatory infertility 

compared to full-fat dairy 

consumption.  

 

 



 

The elimination of trans fatty acids is arguably the most critical dietary intervention. 

Research indicates that even at low intake levels, TFAs are inversely associated with fertility, 

whereas long-chain omega-3 fatty acids demonstrate a positive correlation. The mechanism 

involves the physical incorporation of these rigid fats into the sperm and oocyte membranes, 

impairing the receptor signaling and fusion events necessary for fertilization. 

2.3. Fertility Superfoods: Micronutrients and Molecular Mechanisms 

To counteract the deleterious effects of aging and environmental toxins, the diet must be rich 

in antioxidants and precursors that support hormonal synthesis and cellular repair. 

2.3.1. Lipid Biology: The Power of Omega-3s and Monounsaturated Fats 

Lipid biology is central to reproduction. Sperm cells require high concentrations of 

polyunsaturated fatty acids (PUFAs), specifically Docosahexaenoic Acid (DHA), in their 

membranes to maintain the fluidity necessary for flagellar motion and the acrosome reaction 

(penetration of the egg). 

 Walnuts: These are unique among nuts for their high content of alpha-linolenic acid 

(ALA), a plant-based omega-3 precursor. A randomized control trial demonstrated 

that adding 75g of walnuts daily to a Western-style diet significantly improved sperm 

vitality, motility, and morphology. The mechanism involves the reduction of lipid 

peroxidation in the sperm membrane, preserving its integrity. 

 Oily Sea Fish: Salmon, sardines, and mackerel are rich in preformed DHA and EPA. 

Higher intake of these fatty acids decreases the odds of asthenospermia (poor 

motility) in men and supports embryo morphology in women undergoing IVF. 

 Monounsaturated Fats: Found in avocados and olive oil, these fats reduce systemic 

inflammation and improve insulin sensitivity. They are a cornerstone of the 

Mediterranean fertility diet, providing the substrate for steroid hormone synthesis 

without the inflammatory signaling of arachidonic acid derived from excessive animal 

fats. 

2.3.2. The Antioxidant Defense System 

Oxidative stress (OS) occurs when the production of ROS overwhelms the body's antioxidant 

defenses. The reproductive cells are particularly sensitive to this imbalance. 

 Pomegranates (Punica granatum): This fruit is a powerhouse of polyphenols, 

specifically punicalagins. Pomegranate juice has been shown to reduce oxidative 

stress in the testicular tissue and may improve uterine blood flow, thickening the 

endometrial lining to aid implantation. Unani medicine specifically prescribes 

Rumman (pomegranate) to strengthen the reproductive organs and prevent 

miscarriage. 

 



 

 Tomatoes: These are a primary source of lycopene, a potent carotenoid antioxidant. 

Lycopene concentrates in the testes and has been shown to improve sperm structure 

and reduce oxidative damage. 

 Citrus and Green Leafy Vegetables: These provide essential Vitamin C and Folate. 

Folate is crucial not only for the prevention of neural tube defects but also for 

spermatogenesis and the maintenance of oocyte quality. Vitamin C regenerates 

Vitamin E, maintaining the antioxidant chain reaction in the seminal plasma. 

2.4. The Mediterranean Diet: The Clinical Gold Standard 

The Mediterranean Diet (MD) represents the most evidence-based dietary pattern for fertility 

optimization. It is characterized by high consumption of vegetables, legumes, fruits, nuts, 

unrefined cereals, and fish; moderate intake of dairy and poultry; and low intake of red meat 

and simple sugars. 

 Clinical Evidence: Women with the highest adherence to the MD have been found to 

have a 65-68% greater likelihood of achieving successful pregnancy and live birth via 

IVF compared to those with the lowest adherence. 

 Mechanism: The diet's low inflammatory index and high antioxidant load create a 

favorable follicular environment. It improves the quality of the oocyte by reducing 

granulosa cell apoptosis and enhances the receptivity of the endometrium. 

 

3. Stress and Infertility: The HPA-HPO Axis Connection 

The common admonition to "just relax" simplifies a complex physiological reality. Chronic 

stress is not merely a psychological state but a distinct biochemical condition that 

fundamentally alters the hormonal landscape required for reproduction. The interaction 

between the stress response and the reproductive system is mediated by the "crosstalk" 

between the Hypothalamic-Pituitary-Adrenal (HPA) axis and the Hypothalamic-Pituitary-

Gonadal (HPG or HPO) axis. 

3.1. The Neuroendocrinology of Stress-Induced Suppression 

The body manages stress via the HPA axis. When a stressor is perceived, the hypothalamus 

releases Corticotropin-Releasing Hormone (CRH), which triggers the pituitary to release 

Adrenocorticotropic Hormone (ACTH), stimulating the adrenal glands to secrete cortisol. 

Simultaneously, reproduction is governed by the HPO axis, where the hypothalamus releases 

Gonadotropin-Releasing Hormone (GnRH) in a pulsatile manner, triggering the release of 

Luteinizing Hormone (LH) and Follicle-Stimulating Hormone (FSH). 

 

 



 

The biological conflict arises because the body prioritizes survival over reproduction. High 

levels of CRH and Cortisol directly inhibit the GnRH pulse generator in the hypothalamus. 

Without regular, high-frequency GnRH pulses, the pituitary fails to release the LH surge 

necessary for ovulation in women or the FSH required for spermatogenesis in men. This 

leads to "Functional Hypothalamic Amenorrhea" in women and "stress-induced 

hypogonadism" in men, characterized by normal anatomy but silenced function. 

3.2. The "Pregnenolone Steal" Phenomenon 

A key functional concept in understanding stress-induced infertility is the "Pregnenolone 

Steal" (also known as the cortisol shunt). 

 Biochemical Pathway: All steroid hormones—including cortisol, progesterone, 

estrogen, and testosterone—share a common precursor: Cholesterol, which is 

converted into Pregnenolone in the mitochondria. Pregnenolone is the "mother 

hormone." 

 ** The "Theft"**: Under conditions of chronic stress, the physiological demand for 

cortisol skyrockets to maintain blood pressure and glucose levels. The body 

aggressively shunts pregnenolone down the cortisol pathway (via 17-

hydroxypregnenolone), effectively depleting the pool of precursors available for the 

production of sex hormones, particularly Progesterone. 

 Reproductive Consequence: In women, this results in a progesterone deficiency, 

often manifesting as a Luteal Phase Defect. Even if ovulation occurs, the corpus 

luteum produces insufficient progesterone to maintain the uterine lining, leading to 

implantation failure or early "chemical" pregnancy loss. 

3.3. Male Factor: Cortisol, Oxidative Stress, and DNA Damage 

In men, the impact of stress extends beyond hormonal suppression to direct cellular damage. 

1. Testosterone Inhibition: Cortisol competes with testosterone production at the level 

of the Leydig cells in the testes, which possess glucocorticoid receptors. High 

intratesticular cortisol suppresses the enzymatic machinery for testosterone synthesis. 

2. Spermatogenic Arrest: The reduction in testosterone and FSH support leads to the 

arrest of sperm maturation, resulting in oligospermia (low sperm count) and poor 

morphology. 

3. Oxidative DNA Damage: Perhaps most critically, chronic stress increases systemic 

inflammation and ROS production. The sperm membrane is attacked, and the DNA 

within the nucleus is fragmented. High Sperm DNA Fragmentation Index (DFI) is a 

leading cause of idiopathic infertility, recurrent miscarriage, and IVF failure. 

 

 



 

3.4. Mitigation Strategies: Evidence-Based Relaxation Protocols 

Managing stress is a tangible clinical intervention with measurable outcomes. Research 

supports specific modalities to lower cortisol, reduce oxidative stress, and restore HPO axis 

function. 

3.4.1. Mindfulness-Based Program for Infertility (MBPI) 

Clinical trials have standardized mindfulness interventions specifically for the infertility 

population. The MBPI is a structured 10-week program (approximately 2 hours per week) 

designed to cultivate "decentering"—the ability to observe negative thoughts and feelings 

without becoming entangled in them. 

 Curriculum Details: The program typically includes formal practices such as the 

"Body Scan," "Three-minute breathing space," and "Sounds and Thoughts 

Meditation." Specific sessions focus on uncoupling the concept of self-worth from 

reproductive outcomes. Men are often included in specific sessions (e.g., sessions 1, 

6, and 8) to address the couple's dynamic and communication. 

 Clinical Outcomes: Participants in MBPI trials show significant decreases in 

depression, anxiety, internal shame, and feelings of entrapment. While cortisol 

biomarkers may not shift immediately in all studies, the psychological resilience 

gained significantly improves retention in fertility treatments and quality of life. 

3.4.2. Yoga and Sperm Quality: A Male-Specific Protocol 

Yoga is particularly effective for male factor infertility, offering a dual benefit of stress 

reduction and physical optimization. A seminal study found that a yoga-based lifestyle 

intervention (YBLI) significantly reduced oxidative stress and DNA damage in sperm. 

 Mechanism: Yoga downregulates the sympathetic nervous system ("fight or flight") 

and upregulates the parasympathetic system ("rest and digest"). This shift lowers 

oxidative stress markers and improves the expression of genes responsible for sperm 

integrity and apoptosis regulation. 

 Protocol: Effective interventions often include specific Asanas such as Baddha 

Konasana (Bound Angle Pose) and Sarvangasana (Shoulder Stand) to improve pelvic 

blood flow, combined with Pranayama (breathwork) and Dhyana (meditation). 

 

 

 

 



 

4. Chronobiology: Sleep and Fertility 

Reproduction is an inherently rhythmic process. From the monthly menstrual cycle to the 

pulsatile release of GnRH every 90 minutes, timing is critical. These rhythms are governed 

by the circadian clock, anchored in the Suprachiasmatic Nucleus (SCN) of the brain and, as 

recently discovered, in peripheral clocks located within the ovaries and testes. 

4.1. The Clock Genes and Reproductive Tissue 

The discovery of "clock genes" (e.g., Clock, Bmal1, Per, Cry) in reproductive tissues has 

revolutionized our understanding of fertility. These genes allow the ovaries and testes to 

maintain their own internal timekeeping, synchronized by the SCN. 

 Ovarian Clock: The expression of clock genes in the ovary regulates the timing of 

the LH surge and the process of ovulation. Disruption of these genes (e.g., in shift 

workers or through chronic jet lag) can desynchronize the ovary from the pituitary, 

leading to irregular cycles, anovulation, and poor egg quality. 

 Testicular Clock: Clock genes in the Leydig cells regulate the rhythmic synthesis of 

testosterone. Sleep deprivation disrupts the nocturnal rise in testosterone, leading to 

hypogonadism and impaired spermatogenesis. 

4.2. Melatonin: The Guardian of the Gamete 

Melatonin is frequently categorized solely as a sleep hormone, but in the context of fertility, 

it acts as a potent, amphiphilic antioxidant. 

 Concentration and Function: High concentrations of melatonin are found in human 

ovarian follicular fluid—levels much higher than in the blood. This melatonin is 

secreted by both the pineal gland and the ovaries themselves. It acts to protect the 

developing oocyte from oxidative damage during the intense metabolic activity of 

ovulation. 

 Impact of Artificial Light at Night (ALAN): Exposure to blue light (from screens, 

LEDs) in the evening suppresses pineal melatonin production. This suppression 

leaves eggs and sperm vulnerable to oxidative attack. Women with lower follicular 

melatonin levels have been shown to have poorer egg quality and higher rates of 

oxidative DNA damage. 

 Shift Work Risks: Female shift workers have a 30-40% higher risk of menstrual 

irregularities and reduced fecundability. This is attributed to "light-at-night" (LAN) 

exposure suppressing the LH surge and disrupting the delicate feedback loops of the 

HPO axis. 

 

 



 

4.3. Sleep Hygiene Protocols for Conception 

To optimize fertility, one must optimize the circadian rhythm. The following evidence-based 

protocols are recommended: 

1. Total Darkness: Sleeping in a pitch-black room maximizes melatonin secretion. This 

acts as a nightly "antioxidant bath" for the reproductive cells. 

2. The 7-9 Hour Window: Both short (<7 hours) and long (>9 hours) sleep durations 

are associated with reduced fertility in men and women. Consistency in wake and 

sleep times is crucial to keep the master SCN clock synchronized with the peripheral 

ovarian and testicular clocks. 

3. Blue Light Curfew: Avoiding screens 2 hours before bed prevents the inhibition of 

melatonin. If device use is unavoidable, blue-light blocking glasses are a necessary 

intervention. 

4. IVF Success Correlation: Studies indicate that women with "good" sleep quality 

(PSQI ≤ 5) have significantly higher clinical pregnancy and live birth rates compared 

to poor sleepers, emphasizing sleep as a clinical variable in ART success. 

 

5. The Unani Protocol: Tanqiya (Systemic Cleansing) 

While modern medicine often focuses on "adding" therapeutic agents (hormones, vitamins), 

the Unani System of Medicine (Greco-Arab medicine) emphasizes "subtracting" or removing 

pathological burdens before conception. This concept is formalized as Tanqiya 

(Cleansing/Evacuation). Unlike vague "detox" concepts in popular culture, Tanqiya is a 

rigorous, clinically supervised medical procedure aimed at removing Madda-e-Fasida 

(morbid matter) or Akhlat-e-Raddiya (bad humors) to prepare the body (the "soil") for the 

seed of conception. 

5.1. Theoretical Basis: Humors and Morbidity 

Unani physiology is based on the equilibrium of four humors (Akhlat): Blood (Dam), Phlegm 

(Balgham), Yellow Bile (Safra), and Black Bile (Sauda). Infertility (Uqr) is frequently 

attributed to a Su-e-Mizaj (distemperament)—an imbalance in the qualitative state of the 

reproductive organs. 

 Female Factor: Often linked to an excess of cold and moist humors (Balgham) in the 

uterus, leading to obstruction (Saddad) in the fallopian tubes, lethargic ovarian 

function, or obesity-related infertility. 

 Male Factor: Often linked to excess heat or dryness, which burns the seminal fluid 

(Mani), or excess viscosity, which impedes flow. 

 



 

 Tanqiya vs. Detox: Tanqiya implies the specific mobilization and excretion of these 

morbid humors and metabolic waste products (akin to ROS and free radicals) that 

impair cellular function. 

5.2. The Munzij-Mushil Therapy (MMT) 

The core of Unani cleansing is the Munzij-Mushil protocol, a biphasic process designed to 

separate morbid matter from healthy tissue and expel it. 

Phase 1: Nuzj (Concoction/Maturation) 

Before waste can be expelled, it must be "ripened" or made fluid. Pathological humors are 

often too viscous or too adherent to tissues to be removed immediately. Specific drugs 

(Munzijat) are administered for a period of 3 to 21 days (depending on the humor—phlegm 

takes longer than bile) to alter the consistency of the morbid matter. 

 Nuskha-e-Munzij (Formulation): A typical decoction for phlegmatic disorders (e.g., 

PCOS, tubal blockage) might include: 

o Suranjan Shireen (Colchicum) – Anti-inflammatory. 

o Badyan (Fennel) – Digestive and estrogenic. 

o Aslussoos (Liquorice) – Demulcent and anti-inflammatory. 

o Gauzaban (Borage) – Nervine tonic. 

o Mameeran – Deobstruent. 

 Dietary Restriction: During this phase, the patient consumes a restricted diet, 

typically Ma-ush-shaeer (Barley water) or light soups, avoiding heavy proteins and 

fats to allow the body's energy to focus on the maturation process. 

Phase 2: Is’hal (Purgation) 

Once signs of maturation (Nuzj) appear (e.g., change in urine color, tongue coating, pulse 

quality), a Purgative (Mushil) is administered. 

 Agents: Strong purgatives such as Senna, Rhubarb, Scammony, or Turbud are used. 

 Action: These induce controlled diarrhea to expel the now-fluid morbid matter 

through the intestines. 

 Tabreed (Cooling): Post-purgation, the body is rested and cooled with restorative 

foods like Moong dal khichdi to prevent weakness. 

5.3. Regimental Therapies (Ilaj-bil-Tadbeer) 

Alongside oral medication, physical regimens are employed to facilitate the movement of 

humors: 

 



 

 Hammam (Turkish Bath): This is not merely washing but a therapeutic sweating 

process (T’areeq). It is used to eliminate waste through the skin, disperse deep-seated 

toxins, and improve pelvic circulation. For fertility, specific medicated steam baths 

may be used. 

 Dalk (Massage): Specialized massage techniques are used to divert morbid humors 

away from reproductive organs (Imala-e-Mawad) and reduce stress. Dalk Layyan 

(soft massage) acts as a sedative for stress-induced infertility. 

 Fasd (Venesection): In cases of Sanguine (blood) excess or plethora, therapeutic 

bloodletting is used to decongest the pelvic area and induce menstruation in 

amenorrheic patients. 

 Hijama (Cupping): Dry cupping applied to the lower back or sacrum stimulates the 

pelvic nerves and improves blood flow to the uterus and ovaries. Wet cupping 

(Hijama-bil-Shart) may be used to remove "toxic blood" in specific conditions. 

5.4. Pharmacotherapy for Pre-Conception: Specific Formulations 

Following the cleansing phase, the body is fortified with tonics (Muqawwiyat) to strengthen 

the reproductive organs. 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

Table 1: Key Unani Formulations for Reproductive Optimization 

Drug Name Indication 
Key Ingredients & Physiological 

Action 
Citation 

Majoon-e-Hamal 

Ambari Alwi 

Khani 

Female Infertility; 

Habitual Abortion; 

Uterine Weakness 

Contains Amber, Marwareed (Pearls), 

and Coral. Acts as a uterine tonic 

(Muqawwi-e-Rahim) and strengthens 

the retentive power (Quwwat-e-Masika) 

to hold the fetus. 
 

Majoon Arad 

Khurma 

Male Infertility; 

Oligospermia; 

Premature 

Ejaculation 

A date-based electuary containing 

Nutmeg, Mace, and Cotton Seeds. 

Increases sperm count (Muwallid-e-

Mani) and viscosity (Mughalliz-e-

Mani). 
 

Hab-e-Hamal 

Unexplained 

Infertility; Tubal 

factors 

A tablet formulation used post-

menstruation to prepare the uterine bed 

for implantation.  

Jawarish Jalinoos 
General Tonic; 

Digestive Issues 

Improves digestion (Hazm). In Unani 

theory, "sperm is the final product of 

digestion," so optimizing gastric 

function is a prerequisite for fertility.  

Rumman 

(Pomegranate) 

Threatened 

Miscarriage; 

Weakness 

Used as Gulnar (flower) or Qishoor 

(peel) in sitz baths to strengthen the 

cervix. Sharbat Anar is used for general 

tonification.  

 

 

 

 



 

5.5. Unani Lifestyle Protocols (Asbab-e-Sitta Zarooriya) 

Unani medicine emphasizes the "Six Essential Factors" for health. For fertility, the 

management of Araz-e-Nafsani (Psychic Movement) is critical; grief, fear, and excessive 

anger are considered direct blockers of conception, mirroring the modern understanding of 

the HPA-HPO axis conflict. Environmental factors, particularly the quality of air and the 

balance of movement and rest, are also strictly regulated during the Tanqiya phase. 

 

6. Conclusion and Future Directions 

The journey to conception is a physiological marathon that requires the systematic 

optimization of every bodily system. The integration of modern reproductive science with the 

ancient wisdom of Unani medicine highlights a singular truth: fertility is a reflection of 

overall systemic health. 

The "Fertility Diet" is not a fad but a metabolic necessity, reducing the oxidative and insulin-

mediated damage to gametes through the elimination of trans fats and sugars, and the 

inclusion of omega-3s and antioxidants. Stress management protocols like MBPI and Yoga 

are not "soft science"—they are evidence-based interventions that physically lower oxidative 

stress and DNA damage in sperm and restore ovulatory cyclicity in women. Sleep hygiene 

preserves the temporal order of reproduction, utilizing the body's natural melatonin 

production to shield the developing embryo. Finally, the Unani concept of Tanqiya offers a 

rigorous, structured intervention to "reset" the biological terrain, removing metabolic burdens 

before the delicate process of conception is attempted. 

For the clinician and the patient alike, the path to conception is paved not just with medical 

interventions, but with the daily, rhythmic choices of what to eat, how to rest, and how to 

cleanse the body of the burdens of modern living. 

 

 

 

 

 

 

 

 


