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Fertility Through the Lens of Biological Medicine 

 

To introduce the topic of fertility from the perspective of biological medicine, let me begin with a story from 

my early years as a student: Our plant biology professor asked the class a "simple" question:  What is the 

purpose of "sex"? Now, as many of you readers might guess, the class became filled with murmurs, 

snickering and a few vocal "blurps".  But then the question was eventually answered: simply to maintain 

the existence of the species by propelling the genetic material into the future.  As many of us know, 

all mammals undergo some form of genetic transfer to give rise to progeny. This has been the case since 

our early species records, approximately 2 million years ago, in reference to Homo erectus.   

 

However, there is something more that is essential to the survival and evolution of our species: the passing 

on of knowledge. Just as our parents navigated both good and difficult times, ensuring the safety and 

resources needed to raise children, we, in turn, carry forward that responsibility. For those who choose to 

become parents, this includes not only care and protection, but also the transference of knowledge or 

wisdom. 

 

In the spirit of Biological Medicine, which emphasizes empowering individuals with knowledge to support 

their own health, this newsletter offers insights into how fertility can be supported through a Biological 

Medicine approach. We’ll explore four foundational aspects: Embryology, Pathology, Toxicity, and 

Timing. 

 

Embryology: Foundations of New Life 

There are three germ layers, or sheaths, that form very early on after fertilization: Endoderm, Mesoderm 

and Ectoderm.  Regarding the reproductive system, the Mesoderm layer, specifically, the intermediate 

mesoderm (1), begins to develop in the third week after fertilization. This cellular area further condenses 

into what is later known as the urogenital ridge, which specifically gives rise to the male testes and female 

ovaries (1). 

 

For the sake of not becoming too technical, we’ll skip some steps to objectify something important: 

At 5 months after fertilization, a female embryo has approximately 6 million eggs in the ovaries, 

and at birth, this number is reduced to 1-2 million (1). A male offspring has ZERO sperm in the 

testes! (1). Actually, sperm production doesn’t begin until puberty. To remain with this theme of 

passing genetic material onto the next offspring, a female will carry all potential, albeit viable, eggs into her 

forties. There is no regeneration, renewal or recovery system for the eggs, rather, it is what it is. Therefore, 

it is important to note that various diseases and/or toxicity can demonstrably reduce egg cell count, and 

importantly, alter egg DNA.   

 

Before we move on to the next topic, Pathology, let’s briefly pause to consider an important biological 

reality that offers a broader view of the challenges fertility faces. Understanding the natural decline in egg 

quantity over time provides essential context. 
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Pathology: Understanding Barriers to Conception 

As with all humans, there are always imperfections, with some rendering both men and women infertile.  

Infertility is defined as an inability to become pregnant during 12 months of practicing unprotected sexual 

intercourse (4).  

 

The potential contributors for women are (4):  

• Type II Diabetes 

• Polycystic Ovarian Syndrome (PCOS) 

• Endometriosis 

• Thyroid dysfunction (both hypo. & hyperthyroidism)  

• Congenital Uterine Abnormality  

• Toxicity from plastics, herbicides and pesticides, as well as metals 

• Elevated Natural Killer Cell-56 (NK-56) (5)  

 

The concerns for men are: 

• Varicocele: is a swelling of the veins in the scrotum, which leads to a poor blood drainage away 

from the testes. This leads to an overheating of the testes, which both damages and destroys sperm.  

This is the most common cause of infertility in men and is reversible via surgery. 

• Chronic inflammation of the testes from diseases such as Gonorrhea or HIV. 

• Retrograde ejaculation: when sperm enters the bladder instead of exiting the tip of the penis.  This 

is usually seen in cases of diabetic autonomic neuropathy, nerve damage from excessive blood 

sugar. 

• Toxicity: plastics, herbicides, pesticides, and metals such as cadmium and lead can all reduce sperm 

count, morphology and motility (6).  

• Autoimmune disease, such as Crohn´s, Systemic Lupus Erythematosus (SLE), Rheumatoid arthritis 

and Multiple Sclerosis (6). 

There are more pathologies that potentially could disrupt both egg and sperm, but and in essence, the 

healthier the potential parents, will increase the chance of fecundity.  

 

Toxicity: Hidden Influences on Reproductive Health 

Though it was mentioned within the list above regarding toxicity being a potential contributor to infertility, 

this topic alone needs to be expanded upon. 

There was an interesting study done in November 2022 titled "Temporal Trends in Sperm Count: a 

systematic review and meta-regression analysis of samples collected globally in the 20th and 21st centuries" 

(7).  A very highly researched, statistical examination of sperm count, and concluded the following: 

Egg Reserve Over Time – Key Fertility Insight 

• At birth: ~1 to 2 million eggs 

• At puberty: ~500,000 eggs 

• By age 15 (reproductive maturity): ~300,000 eggs 

• Each month, thousands of eggs are lost naturally, even without ovulation 

These numbers illustrate the natural progression of egg depletion, a central 
aspect in fertility awareness and planning (2,3). 
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“Sperm production has decreased by 50% over the last 50 years (sampling collected from 1973-2019). 

However, and since 2000, the rate of decline has increased compared to preceding years” (7).  

The article postulated that microplastics are the main cause of this measured decline in sperm. Research 

supports this postulation, and in fact, the evidence is quite overwhelming (8).  

 

What are microplastics? According to the National Oceanic and Atmospheric Administration, microplastics 

are less than 5mm in length and come from degraded plastics. There is another form, microbeads, which 

are smaller and are formed in skin exfoliants, detergents and toothpaste. These microbeads are made of 

polyethylene (PE) plastic. The unfortunate side of microplastics (MPs) is that we can´t see, smell or taste 

them.  The normal evolutionary senses that help protect us from harm are rendered ineffective in this regard. 

Ergo, these materials simply accumulate in areas of our body, for example, in the ovaries of women and the 

testes in men.  

Multiple studies have demonstrated the harmful effects of microplastic exposure on reproductive 

health. One study conducted across several sites in China (8) found that microplastics were associated with 

reduced semen quality in men. In rodent models, microplastic exposure has been shown to disrupt sperm 

DNA integrity, lower overall sperm count, and function as a general endocrine disruptor (9). 

 

The reason microplastics are endocrine disruptors is that they act as an estrogen agonist (estrogen-mimetic).  

Because all cells have receptors for both testosterone and estrogen, innately, the physiology of all mammals 

is finely balanced between the two hormones. Exogenous sources of hormones, especially estrogen in 

males, will shift the balance between estrogen and testosterone, minimizing testosterone´s biochemical 

effect on the testes for spermatogenesis. Hence, if we couple this with exogenous sources of estrogen from 

foods, perfumes (detergents, soap, car polishing products, etc.), then the cumulative effect on a male´s 

endocrine system is impacted.  

 

For women, excessive estrogen downregulates the signal to the hypothalamus to stimulate the follicle (the 

fluid-filled sac around the egg) via Follicle Stimulating Hormone (FSH). The follicles roll is to send a feedback 

signal to the hypothalamus that it has been stimulated and to downregulate FSH release. However, when 

excessively sourced exogenous estrogen is sending this signal, then the follicle doesn´t ripen under FSH, and 

either anovulation or infrequent ovulation can occur. Other sources of toxicity can plague fertility in men 

and women, such as: 

 

 Cigarette smoke 

There is no health benefit from smoking, including fertility: 

1. Smoking can reduce fertility by reducing hormone estradiol (female hormone necessary to stimulate 

ovulation, the menstrual cycle and development of the egg follicle) (10). 

2. For men smoking reduces total sperm count, morphology and motility (11, 12). 

 

 Marijuana 

Research done in 2010 showed that there are cannabinoid receptors on sperm (13,14,15).  

Therefore, since no receptor is created simply for "cosmetic" reasons, it turns out that these receptors have 

a regulatory role. Research shows that activation of these receptors by cannabis use leads to a 

decrease in sperm motility, which directly reduces fertility. While cannabinoids are also found in foods 

like cinnamon, black pepper, and cloves, their concentrations are far lower than those encountered with 

regular recreational or medicinal cannabis use. Therefore, the greater and more frequent the cannabis 

exposure, the more significant the negative impact on sperm motility.  
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Timing: Aligning Biology with Opportunity 

While pathology and toxicity can negatively affect fertility in both men and women, timing - or the lack 

of it - is a critical yet often underestimated influence on reproductive success (16). To help clarify how timing 

impacts fertility, we turn to insights from a podcast interview with Dr. Natalie Crawford, MD, a fertility 

specialist (16). 

Dr. Crawford shares several key biological facts that underscore the importance of precise timing in both 

female and male fertility: 

 

Female Fertility & Egg Reserve Over Time 

Each month during a woman’s fertile years, multiple eggs begin the maturation process, but only one is 

selected to fully ripen and ovulate. The number of eggs that start this process declines with age: 

• Age 30: ~20 eggs begin maturation; 1 is ovulated, the rest undergo atresia (cell death) 

• Age 35: ~14–15 eggs 

• Age 40: ~8–10 eggs 

• Age 44: ~3–4 eggs 

• Menopause:  No viable eggs remain. 

Additionally, a woman’s most fertile window is the five days before ovulation and the day of 

ovulation itself. 

 

Male Fertility & Sperm Dynamics 

• Men produce approximately 1,500 sperm per second, totaling 200–300 million per day. 

• Sperm require about 90 days to fully mature (17). 

• Optimal sperm quality is achieved 1–3 days after the most recent ejaculation. 

• After 7 days of abstinence, sperm motility declines and DNA damage may increase. 

• During intercourse, sperm can reach the cervix in 2 minutes and the fallopian tubes in 5 

minutes. 

• Sperm can remain viable in the fallopian tube for up to 5 days, aligning with the female 

fertility window. 

 

As a woman ages, both partners need to become more intentional: she must be aware of her ovulation 

timing, and he must consider his sperm quality and quantity. When both individuals are healthy and in their 

20s, which aligns with a woman’s most fertile years, innate biological conditions are typically optimal 

for conception. 

However, once a woman reaches her early 30s, it becomes increasingly important to evaluate family 

planning goals If parenthood is desired, the couple should begin to consider both timing and family size, 

as fertility potential gradually declines with age for both men and women. 

 

Biological Medicine Interventions 

As a reader of this newsletter, you're likely well accustomed to discovering that we at Paracelsus Clinic 

almost always have something up our "medical sleeve". When addressing infertility, the most 

immediate and obvious strategy is the elimination of toxins. As part of pre-pregnancy evaluation, we 

recommend that women undergo testing for toxic metals, plastics, herbicides, and pesticides. This approach 

not only supports fertility but also aims to minimize the transfer of harmful substances across the placenta 

during pregnancy. 
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When it comes to microplastics, the tiny plastic particles found increasingly in our food, water, and 

environment, the question becomes: how should we deal with them? These compounds are fat-soluble 

and tend to accumulate in the body’s adipose tissue. To support their elimination, the following treatment 

strategies may be considered: 

 Whole-body hyperthermia: By increasing vasodilation in all organs and throughout all tissues, 

this treatment is a fantastic way to mobilize toxins. 

 When mobilized, microplastics, because they are fat soluble, are transported through the lymphatic 

system and eventually processed by the liver. Therefore, all treatments that stimulate lymphatic 

flow such as lymphatic drainage, the Schöndorf method, oil pulling through the oral cavity, and 

dry skin brushing will help move these materials toward the liver for elimination. 

 To support our liver´s metabolic activities, we offer not only herbal products to stimulate the liver 

such as Taraxacum and Absinthium, but as well neural therapy along the liver dermatome (vertebral 

body T9 and T10), a liver detoxification week, Indiba (local hyperthermia over the liver), warm 

compress over the liver with ginger oil, etc.  

 As long as a person is having one bowel movement 1-2 times per day, then the elimination process 

via the colon will be effective. Should this not be the case, then the inclusion of either enemas or 

colon hydrotherapy could be beneficial.  

 

In regards to pathology, this must always be treated based on the individual, i.e. case-by-case. However, 

and in general, Polycystic ovarian syndrome is treated via long-term detoxification, nutrition modification, 

hormone modification and neural therapy. 

 

In regards to Endometriosis, this is considered an autoimmune disease. Hence, and in Biological 

Medicine, detoxification, microbiome remapping, assessing immune cytokines and re-establishing a balance 

in cytokine expression, are all methods we include to help her. 

 

Regarding men, the obvious is lifestyle education.  In the case where smoking, excessive alcohol use 

and/or marijuana is used, then constitutional homeopathy to help re-balance the meridians, detoxification 

of cadmium (the main source of it is actually from tobacco use), nutritional support and hormone testing 

we’ve deemed as necessary in their treatment. 

 

For both sexes, stress is always a component that needs to be assessed. The pressure builds on both parties 

as infertility remains untreated. Most patients explore artificial ways of becoming a parent, such as IVF 

(invitro fertilization (IVF)), uterine insemination and egg or sperm donation.  All three options are costly and 

may lead to frustration if the intended outcome is not met. 

 

Fortunately, at Paracelsus Clinic, we offer a range of treatment options to help address potential fertility 

challenges in both men and women. But fertility care isn’t only for those already facing difficulties. Planning 

ahead, even in the absence of known issues, can make a meaningful difference. 

Emerging research in epigenetics shows that the health of both parents prior to conception can influence 

the genetic expression of future generations. In other words, the healthier you are, the greater the potential 

for your child to inherit a strong foundation for lifelong well-being (18). 

 

As the saying goes, "beauty comes from within". We believe the same holds true for fertility. Let us help 

you become the healthiest version of yourself—before becoming a mom or dad. 
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Please feel free to contact us at Paracelsus Clinic to begin your journey, even if you’re simply 

planning ahead. 

 

With warm wishes, 

Eric Kimbles, ND 
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NAM Dentistry and Fertility – How Are They Connected? 
 

 

Why Oral Health Is Essential for Fertility 

The connection between oral health and fertility is well supported by extensive scientific research. 

One of the most significant studies in this field, the SMILE Study (2012) from Australia—the largest prospective 

investigation on this topic—examined 3,737 pregnant women and delivered the first Level I evidence confirming 

this link (1). 

 

The findings were clear: women with oral inflammation took an average of 7.1 months to conceive, whereas women 

with healthy oral conditions conceived in just 5.0 months—a significant delay of 2.1 months due to inflammation. 

What was particularly striking were the ethnic differences: non-Caucasian women with oral inflammation experienced 

an additional two-month delay in conception time, suggesting the role of genetic polymorphisms in inflammatory 

response. 

These findings are supported by recent systematic reviews indicating that periodontal disease is associated with 

adverse pregnancy outcomes (23). 

At the core of our biological dental approach is the NAM Concept (Neurobiology–Anatomy–Metabolism), which 

explains these interactions through three interconnected pillars—all of which directly influence fertility: 

1. Toxicology 

2. Silent Inflammation 

3. Functional Disturbances 

 

Pillar 1: Toxins from Dental Materials 

Mercury from Amalgam Fillings 

Mercury remains one of the most significant toxic burdens found in dental materials. 

Amalgam fillings consist of approximately 50% mercury and continuously release mercury vapor—a process that 

is intensified through chewing, tooth brushing, or gum chewing. 

 

Roughly 80% of this vapor is absorbed via the lungs, then distributed throughout the body, preferentially 

accumulating in reproductive organs (4). Mercury crosses both the blood-brain barrier and the blood-testis 

barrier, concentrating in fertility-related tissues (4,84). 

Systematic reviews have demonstrated significant correlations between elevated mercury levels and sperm 

dysfunction, reduced motility, and lower viability. 

 

Neurological impact: Mercury functions as a potent neurotoxin by disrupting specific neuronal ion channels, which 

are essential for the pulsatile secretion of GnRH (Gonadotropin-Releasing Hormone) (84). 

These toxicological concerns have led to the development of mercury-free alternatives (85). 

 

Bisphenol A from Composite Fillings 

86% of examined composite materials contain BPA derivatives (89), which are continuously released. Bisphenol A (BPA) 

acts as an endocrine disruptor by modulating multiple hormone receptor systems (92,93): 

• Estrogen receptors: Both agonistic and antagonistic effects 

• Androgen receptors: Anti-androgenic action 

• Thyroid hormones: Interference with signal transduction 

 

These multiple endocrine interactions can contribute to premature puberty, an increased risk of PCOS, and ovarian 

dysfunction (92). Additional composite monomers such as TEGDMA, Bis-GMA, and HEMA also exhibit reproductive 

toxic properties and can induce DNA damage in germ cells (93). 
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Other Metals 

Nickel, commonly found in dental alloys, acts as an allergen and exhibits estrogen receptor-activating properties. 

Palladium exerts immunomodulatory effects. Copper, when chronically present, can induce oxidative stress and 

impair mitochondrial function in reproductive cells. 

 

Second Pillar: Silent Inflammation 

Systemic Impact of Oral Inflammation 

Chronic periodontal inflammation leads to the continuous release of pro-inflammatory mediators such as IL-1β, 

TNF-α, and IL-6, which reach the central nervous system via trigemino-vascular pathways (8,9). This central 

neuroinflammation manifests as: 

• Disruption of synaptic plasticity 

• Chronic activation of the HPA axis (hypothalamic-pituitary-adrenal axis) 

• Subsequently elevated cortisol levels 

 

Impact on Male Fertility 

Systemic pro-inflammatory cytokines promote the recruitment of macrophages into testicular tissue, leading to 

the local release of reactive oxygen species (8,9). These inflammatory processes result in: 

• Leydig cell dysfunction with reduced testosterone production 

• Sertoli cell damage, impairing the blood-testis barrier 

• Direct germ cell damage via oxidative stress 

Men with chronic periodontitis show a higher prevalence of: 

• Oligozoospermia (sperm count <15 million/ml) 

• Asthenozoospermia (progressive motility <40%) 

• Teratozoospermia (normal morphology <4%) 

• Increased sperm DNA fragmentation (9) 

 

Impact on Female Fertility 

Systemic pro-inflammatory cytokines interfere with normal folliculogenesis by inducing apoptosis in granulosa cells 

and disrupting steroidogenesis in theca cells (11). This results in: 

• Impaired ovulation 

• Reduced estradiol and progesterone production 

• Increased rates of menstrual irregularities 

Studies in IVF patients have shown that elevated systemic IL-6 levels are associated with reduced implantation 

rates and poorer pregnancy outcomes (11). 

 

Bacterial Translocation: The Fusobacterium Effect 

Fusobacterium nucleatum, detectable in 60–80% of periodontitis cases, exhibits a unique affinity for trophoblast 

cells (94). Its detection in placental tissue and amniotic fluid of women with pregnancy complications establishes a 

direct link between oral dysbiosis and adverse pregnancy outcomes (94,95). 

 

Experimental studies have shown that intravenous injection of F. nucleatum in pregnant mice leads to preterm birth 

and stillbirth (94). The bacteria are first detected in the blood vessels of the placenta, penetrate the endothelium, 

and spread into the amniotic fluid (96). 

 

Third Pillar: Malocclusion and Neurobiological Stress Axes 

What is Malocclusion and How Common Is It? 

Malocclusion refers to deviations from the ideal alignment of teeth and the optimal occlusion between the upper and 

lower jaws. These misalignments can have various forms and causes. Most are civilization-related, stemming from 

modern lifestyle factors such as dental caries, tooth loss, and occlusal anomalies. Types include: 
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• Angle Class I: Neutral occlusion with localized tooth misalignments (65% of all malocclusions) 

• Angle Class II: Retrusion of the mandible (“overbite”, 20–25%) 

• Angle Class III: Protrusion of the mandible (“underbite”, 3–5%) 

• Open bite, crossbite, crowding: Other specific misalignments (5–12%) 

 

Epidemiology: Malocclusion is among the most common global health issues. Studies indicate that only 35–40% of 

the population has ideal occlusion, while 60–65% present varying degrees of malocclusion (126,127). Prevalence is 

especially high in industrialized nations: 

• Europe: 70–80% exhibit malocclusions requiring treatment 

• North America: 75% of children and adolescents have some form of malocclusion 

• Asia: Increasing prevalence due to changing dietary habits 

 

Modern lifestyle factors such as softer diets, reduced masticatory activity, and increased stress further exacerbate 

the development of malocclusions and associated cranio-mandibular dysfunctions (CMDs). 

 

Temporomandibular Disorders (TMD) and Hormones 

Temporomandibular dysfunctions, often triggered by malocclusion, display a clear gender disparity—affecting women 

2–4 times more often than men, with a peak incidence between the ages of 20–40, the reproductive years (16). 

This distribution is strongly correlated with hormonal fluctuations in the female reproductive cycle, indicating a 

bidirectional relationship. 

 

Hormonal Influences on TMD: 

• Estrogen receptors (ER-α and ER-β) are detectable in TMJ structures such as the synovial membrane, 

joint capsule, and articular disc 

• Low estrogen levels (late luteal phase, menstruation) intensify pain symptoms 

• Progesterone deficiency can exacerbate joint inflammation 

• Menopause increases TMD prevalence and symptom severity (130,131) 

Hormonal modulation mechanisms include: 

• Collagen metabolism: Estrogen promotes collagen synthesis and quality 

• Inflammatory response: Hormonal cycles modulate cytokine release 

• Pain perception: Hormonal fluctuations influence central pain processing 

• Muscle tone: Reproductive hormones modulate masticatory muscles 

 

The Habenula as a Neurobiological Link and the Kisspeptin System 

The lateral habenula serves as a central convergence point for nociceptive signals from the trigeminal system, 

representing a key interface between orofacial stress and reproductive suppression. Nociceptive input from cranio-

mandibular structures activates the hypothalamus–habenula axis and inhibits the mesolimbic reward system 

(97,98). 

 

Neurobiological Mechanisms of the Habenula: 

Chronic habenular hyperactivity, seen in malocclusion and CMDs, suppresses dopaminergic neurons in the 

ventral tegmental area (VTA), leading to persistent inhibition of the mesolimbic reward system (97,99). Clinical 

manifestations include: 

• Reduced motivation and anhedonia 

• Decreased libido and sexual drive 

• Sexual dysfunction 

• Chronic activation of the HPA axis 
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The Kisspeptin System: Central Regulator of Reproduction 

Particularly relevant is the habenular modulation of the kisspeptin system, a central regulator of the reproductive 

axis that directly controls GnRH neurons. Chronic stress-induced habenular hyperactivity leads to serotonergic 

inhibition of kisspeptin neurons in the arcuate nucleus, resulting in suppressed pulsatile GnRH secretion 

(100,101,102). 

 

Kisspeptin–Stress–Fertility Axis: 

• Kisspeptin neurons are primary regulators of reproductive function via direct control of GnRH release (100) 

• Stress-induced serotonin release from the habenula inhibits kisspeptin activity via 5-HT2 receptors (102) 

• Reduced GnRH pulsatility leads to lower LH and FSH secretion 

• Chronic suppression can result in functional hypogonadism and infertility (101) 

These neurobiological mechanisms explain how chronic cranio-mandibular dysfunctions can directly impair 

fertility, with the habenula–kisspeptin axis acting as a key mediator translating orofacial stress into reproductive 

dysfunction. 

 

Clinical Relevance: 

• Bruxism and TMD can lead to fertility issues via the habenula–kisspeptin axis (12,13) 

• Chronic jaw pain suppresses the reproductive axis more profoundly than acute pain 

• Gender-specific differences in TMD prevalence align with hormonal modulation of kisspeptin signaling 

• Therapeutic strategies should address both biomechanical and neurobiological factors 

 

 

The Mouth–Gut–Brain Axis: Microbiome and Fertility 

The Microbial–Neuronal Fertility Axis 

The oral and intestinal microbiome communicates bidirectionally with the central nervous system via the enteric 

nervous system and vagus nerve (19,20). Microbial metabolites such as short-chain fatty acids, tryptophan 

derivatives, and microbial GABA modulate neural activity. 

 

Specific Lactobacillus strains regulate neurotransmitter production (e.g., serotonin, dopamine), while 

Bifidobacterium species enhance GABA synthesis and exert anxiolytic effects. These microbial-neuronal 

interactions influence the regulation of the HPA and HPG axes (21,22). 

 

Oral Microbiome Dysbiosis 

Oral dysbiosis exacerbates all three pillars of the NAM model through: 

• Increased toxin production 

• Chronic antigenic stimulation 

• Biomechanical changes via cytokine-induced bone loss 

Volatile sulfur compounds and bacterial amines may have neurotoxic effects, disrupting neurotransmitter balance 

(19,20). 

 

Porphyromonas gingivalis as a Key Pathogen 

P. gingivalis is a keystone pathogen in the development of severe periodontitis. It expresses gingipain proteases and 

lipopolysaccharides (LPS) that elicit strong inflammatory responses. Molecular mimicry between P. gingivalis 

antigens and human proteins can trigger autoimmune responses against reproductive hormones. 

 

Integrative Meridian Perspective: Front Teeth and the Kidney-Bladder System 

Neuroanatomical Foundations 

In Traditional Chinese Medicine (TCM), the front teeth are associated with the bladder-kidney meridian. This traditional 

concept finds plausible explanations in modern neurobiology through shared embryological developmental patterns 
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and segmental innervation. This bladder-kidney meridian also connects to the male reproductive organs, including the 

prostate and testes, and analogously to the uterus and ovaries in females. Moreover, additional systemic 

interconnections exist via the so-called Mesodermal Information System (MI-System), extending to the organism's entire 

"blueprint." 

Afferent trigeminal pathways from the front teeth project to central trigeminal nuclei, which in turn connect to 

hypothalamic structures involved in the regulation of urogenital functions. These anatomical circuits enable the 

transmission of nociceptive signals directly to neuroendocrine regulatory centers. 

 

Molecular Mechanisms of Long-Range Effects 

During dental inflammation, neuropeptides such as Substance P and Calcitonin Gene-Related Peptide (CGRP) are 

released. These molecules can reach distant target tissues via systemic circulation or neural projections. Both are known 

to modulate kidney perfusion and bladder function, thus offering a mechanistic link between oral health and the 

urinary-reproductive axis. 

 

Fluorides and Oral Care Products: Hidden Fertility Risks 

Fluorides as Endocrine Disruptors 

Fluorides, widely used in toothpaste and mouth rinses, represent an often overlooked source of reproductive toxicity. 

They interfere with thyroid function by displacing iodine from the gland and inhibiting thyroxine production. Since 

thyroid hormones are essential for reproductive health, fluoride-induced hypothyroidism can lead to menstrual 

irregularities, reduced libido, and impaired fertility. 

 

Mechanisms of Fluoride Toxicity: 

• Disruption of Calcium Homeostasis: Fluorides interfere with calcium-dependent signaling pathways in 

reproductive cells 

• Oxidative Stress: Elevated ROS levels damage sperm and oocyte DNA 

• Pineal Gland Calcification: Fluoride accumulates in the pineal gland, reducing melatonin production and 

disrupting circadian rhythms and reproductive cycles 

Epidemiological studies have shown correlations between high fluoride exposure and delayed puberty, reduced fertility, 

and increased miscarriage rates. In men, serum fluoride levels inversely correlate with sperm concentration and motility. 

 

Chlorhexidine and Antimicrobial Mouthwashes 

Chlorhexidine, often considered the gold standard in antimicrobial mouthwashes, also exhibits reproductive toxicity due 

to its non-selective action on cell membranes. Chronic use can lead to: 

• Oral Microbiome Disruption: Elimination of beneficial bacterial strains, leading to dysbiosis 

• Systemic Absorption: Chlorhexidine can enter systemic circulation via the oral mucosa 

• Cell Membrane Toxicity: Non-specific damage to cellular membranes, including reproductive cells 

 

Long-Term Consequences of Chlorhexidine Exposure: 

• Increased resistance of pathogenic bacteria 

• Loss of microbial diversity and protective species 

• Potential endocrine disruption via metabolic byproducts 

 

Additional Toxic Ingredients in Oral Care Products 

• Sodium Lauryl Sulfate (SLS): Irritates oral mucosa and enhances the absorption of other harmful substances 

• Triclosan: An antimicrobial compound with estrogen-like properties; acts as an endocrine disruptor and 

interferes with thyroid function 

• Artificial Sweeteners (e.g., aspartame, saccharin): Can negatively impact the gut microbiome and 

modulate reproductive function via the gut-brain axis 

• Parabens: Used as preservatives, show estrogenic activity and may disrupt hormonal balance 
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Holistic Oral Care for Fertility 

Optimizing oral hygiene to support reproductive health requires avoiding hormone-disrupting chemicals and systemic 

toxins. The oral regeneration concept offers a toxin-free alternative, including: 

• A tongue-cleaning pad for biofilm reduction 

• Oil pulling for mucosal detoxification 

• Toxin-free oil-based toothpaste 

• A specific bacterial blend to recolonize and balance the oral microbiome 

 

Conclusion: A New Era in Reproductive Medicine 

Neuro-Autoimmune-Microbiome (NAM)-based dentistry expands our understanding of the factors influencing human 

fertility. Scientific evidence is clear: oral and reproductive health are interconnected through complex neurobiological, 

immunological, and metabolic networks. 

 

For couples trying to conceive, this implies: 

• Early intervention: Begin oral health optimization 3–6 months before planned conception 

• Holistic approach: Address all three NAM pillars—toxicity, inflammation, and functional biomechanics 

• Interdisciplinary care: Coordinate between dental, reproductive, and environmental medicine 

• Personalized treatment: Integrate individual risk profiles and biomarkers into therapy planning 

 

The future of reproductive medicine lies in recognizing and integrating all systemic factors that affect fertility. NAM-

based dentistry represents a vital pillar for achieving successful conception and healthy pregnancy outcomes. 

 

Yours sincerely, 

Prof. Dr. med. dent. Tilman Fritsch 
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