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Abstract: Neurodevelopmental disorders are characterized by an amalgam of genetic and epigenetic faults 
implicating neuronal protein-related loss-of-function and gain-of-function respectively, hence their inclusion 
into the category of complex diseases. Neurodevelopmental disorders are regarded as autism spectrum 
disorder due to this reason; that the risk factors and phenotype constitute a spectrum of faults and protein 
overactivity. One example of an epigenetic factor leading to the onset of neurodevelopmental delays constitutes 
a set of immune response-based dysregulations, as well as the excessive growth of the adaptive immune 
memory of the fetus or the baby following significant infectious disease during pregnancy, as well as in babies 
aged 0-2, given the existence of profound links between developmental immunity and developmental 
neurology. Given that genetic information very likely represents a form of energy, the intake of excessive 
pathogen-related information may transiently overload the adaptive immune memory similarly to the manner 
functional pathogens do whilst inducing significant illness, and if events as such occur during important stages 
of neuro-immunological development, then there could often be irreversible effects upon the rate of 
development in neurological networks that normally have a major importance in the modulation of the related 
cognitive and behavioral phenotype. The full extent of evidence may only be obtained via a thorough study of 
the applications of physical laws into biology and medicine, given the foundational role of the physical matter 
in the development and maintenance of life. A common misconception is that neurodevelopmental delays are 
characterized solely by an accumulation of protein loss-of-function incidences in the central nervous system 
area, rather than a disruption of neuronal region developmental rates. For example, an overexpression of 
neuronal proteins related to cognition factors that is accompanied by an underexpression of proteins related to 
social behavior is phenotypically manifested in people with sharper rational thinking and poorer 
communication skills, with an impact on the abilities of decision-making as well, and this tends to be regarded 
as a classical example of the clinical manifestation of neurodevelopmental delays. More severe forms of autism 
spectrum disorder tend to implicate a more generalistic impact upon the developmental rates of key human 
behaviors, including those related with the development and maintenance of social and intimate relationships. 
Likewise, more severe implications upon regular developmental rates tend to bring a major impact upon the 
healthy function of related functions. As a result, lower functioning forms of neurodevelopmental delays bring 
fresh concerns with regards to a possible uncanny increase of incidences of deviated sexuality during years of 
adulthood, and in the worst cases, such deviations may lead to the planning and development of criminal 
activity, particularly in individuals who are or become prone to breaking the moral code that established the 
civilized society. What holds the concerns valid is the exponential increase in the number of lower functioning 
autism cases throughout the world and the major signs that such an increase will continue with a full force. 
One major solution to this potential future problem would be a much higher investment into awareness of the 
exact genetic and environmental factors that directly or indirectly result in the onset of lower-functioning 
autism and of the current research efforts to develop the matching support for people found in situations as 
such. The most important aim of future research with regards to such a scenario would be a separation of 
disease and disability with choices made to step into more severe forms of disease and into areas that are 
outside of the established moral circle. 
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Introduction 

Autism spectrum disorder, which is clinically abbreviated as ASD, represents a complex 
disorder that currently does not have a cure, but that can be managed via a large series of behavioral 
and chemical therapeutic regulations. It represents one of the least clinically understood disorders 
that have a significant degree of association with other mental health conditions for which a definitive 
therapeutic approaches do not presently exist, for which there is currently no viable treatment option 
available, such as attention-deficit hyperactive disorder, obsessive-compulsive disorder, bipolar 
disorder, as well as Schizophrenia and Alzheimer’s to a lesser extent. Serious and more generalized 
delays of major neuronal region development brings a risk of a long-term impact of the important 
neuronal functions that make people able to have a normal and completely functional lifestyle. As a 
result, serious and widespread neuronal developmental delays may sometimes favor the onset of 
other mental health conditions and fewer times, the onset of neurodegenerative impairments as well, 
due to the weaker stability of the overall neuronal web of structure. Whilst it currently may not be 
the time for the clinical communities to express concerns with regards to a possible rise in the number 
of neurodegenerative diseases in the future, we may at least be approaching the time in which we 
require to seek novel methods of prophylaxis and treatment to prevent a probable sharp rise in the 
number of impairing secondary neuronal disorders. The overall lifestyle promoted in First-World 
nations does not seem to be in accordance with the health demands for the overall neuronal networks 
to develop in harmonious rates during the critical stages of encephalic growth. Serious consequences 
might take time to be expressed clinically, but it is often the time when such consequences become 
visible when it will be late for the scientific and medical communities to innovate novel methods of 
prophylaxis and treatment. 

Risk factors of autism spectrum disorder are diverse and are both genetic and environmental in 
nature. One epigenetic factor of induced neurodevelopmental delays represents a form of immune 
dysregulation following exposure to one or more pathogenic agents of concern, during pregnancy as 
a living embryo or fetus, or during the first two years of postnatal life, as dysregulations of the 
immune development results in significant implications in the healthy growth rates of important 
neurological networks in the encephalon. Likewise, the links between developmental immunology 
and developmental neurology look to be very profound, and it may be that epigenetic factors of 
neurodevelopmental delays as such are still being underestimated in the clinical realm. It may also 
be that the existence of such a link between the development of the two bodily systems may bring 
significantly negative implications for the development of repeated infant immunization processes, 
given the fact that the transfer of genetic information to the adaptive immune memory very likely 
represents the transfer of a similar extent of energy as the intake of the genetic information of a living 
and fully-functional pathogen. The problem mostly covers the process of immunization using dozens 
of diverse pathogenic agents, as well as immunization approaches implicating the transfer of 
information regarding multiple diverse antigens simultaneously. Normal immunization is associated 
with the opposite of neurodevelopmental diseases, but excessive immunization during critical stages 
of neurological growth and distribution may lead to a higher incidence of various forms of 
neurodevelopmental disorders, despite previous claims that immunization is never associated with 
this spectrum of diseases. Any excess of medical dosages, as well as misattribution of context may 
often result in an unexpected development of significantly negative consequences, and it is this 
combination that is sometimes shown to lead to the development of fatal errors in the medical world. 

Changes in the human immune system may represent major epigenetic contributions to the 
pathogenesis of autism spectrum disorder, particularly if the central nervous system and the immune 
system are undergoing major stages of development, and the fact that maternal infectious disease 
represents a primary environmental factor favoring the onset of the neurodevelopmental disease in 
the offspring is a major indication of this. The next potential stages of immunotherapeutic and 
vaccinological innovation could implicate the adaptation of immunization by including the primary 
elements of natural immunity into the equation and by restricting the overall number of doses to the 
limit that the significantly developing neuronal system of the baby or the young child permits, as the 
profound link between developmental immunity and developmental neurology makes the 
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developing brain more sensitive to degrading, environmental factors that operate via significant or 
excessive changes in the immune memory. 

Methodology 

A comprehensive review of approved scientific literature has been performed, via the access of 
various scientific databases, including PubMed Central, Europe PMC, bioRxiv, medRxiv and 
ResearchGate. Various scientific journals were then explored for further related articles and 
experimental studies. The following keywords have been used in the due process; “autism spectrum 
disorder”, “neuronal development”, “complex disease”, “neuro-endocrine system”, “central nervous 
system”, “pituitary gland”, “behavior“, “prophylaxis”, “therapy”, “secondary neurological disease” 
and “neurodegenerative disorder”. The principal focus of the overall study was the investigation of 
the proportionality between the severity of neurodevelopmental delays, the area of distribution of 
such neurodevelopmental delays and the implication upon the integrity of other organ systems, and 
the central theory of the nervous system being the prime co-ordinator of all organ systems has been 
referenced, as it looks to be relevant on both microscopic and macroscopic levels. The present study 
has also assessed the relationship between the investment of specific medical approaches of the day 
and the risks of short- and long-term adverse events, mentioning the “Primum, non nocere.” model 
built by Hyppocrates, and the present stages of microbial evolution have been deemed as primary 
factors influencing the context of medical and scientific research in immunopathology. The role of 
the direct stimulation of natural immunity in the healthy stimulation of neurological development 
has also been investigated thoroughly. Throughout the process of literature review, it has been 
proposed that the nervous and the immunological systems are two strongly interdependent 
components of neuroimmunology and that significant changes in developmental immunity could 
result in major changes in the neurological system, with certain risks deserving an extensive 
discussion. The current version of vaccinology could be more dependent upon the model behind 
maternal infectious diseases than previously projected, as the domain of immunology is still situated 
in a substantial phase of development. 

Discussion 

The strong and interdependent union of the neuro-endocrine system is characterized via the 
development of the hypothalamus, of the pituitary gland, which connects neuronal development 
with the relevant stages of endocrinological secretion, which then activates and develops the glands 
related to the reproductive system. Human intimate interaction and reproduction represents the 
central element that keeps humanity alive via her perpetuation. The values of the democratic society 
as the wide human population of the Earth know them are based upon the created family unit, and 
likewise, the perpetuation of humans is not based upon the exploration and excessive fulfillment of 
physical pleasures, some of which being flawed and even harmful for the individual and for people 
around, but for the survival and evolution of humanity over the centuries and millennia. In a manner 
that is at least somewhat relevant, humans do not exist and live for alimentation, but humans use 
alimentation for existence and survival. The very fine line between the two concepts separate the 
preservation of a mindful and strong human society from the embrace of a consumerist society that 
ultimately results in the natural de-selection and even in the eradication of humanity. And it is 
consumerism that ultimately tends to normalize abnormal and possibly harmful sexual behaviors, 
given that a prioritization of such activity affects the normal development and function of the 
neuronal system, given the existence of the strong, interdependent relationship between the 
endocrine and the central nervous systems. Healthy progress has recently been confused often with 
an increased extent of compliance that has little to no condition behind it, despite the distribution of 
the “Frog in the boiling water” analogy throughout a large proportion of the urban population. And 
it may be a lack of condition and sensitivity as such that poses an unprecedented risk to the integrity 
of scientific research, by gradually and subtly losing its oxygen; independent thinking. An increased 
sensibility to change that is actually necessary may also be a marker of the excessive prior exposure 
to environmental factors decreasing the extent of human independence, a phenomenon that is most 
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likely prevalent in urban space. A return to the highly important value of critical thinking may be the 
only factor allowing scientists and non-scientists alike to become rebound to the process of healthy 
progress. 

 
Figure 1. The developmental rate of three important sub-sections of the brain during the first stages 
of postnatal life (Lutein, Brain and Neurological Functions, 2015). 

It is possible that the infection of babies any time within their first few years of life could also 
considerably increase the risk of the onset of neurodevelopmental disease, and this may include a 
sharper increase of adaptive immune memory without the development of physical disease. It is 
important to note that the highest developmental rate of the higher cognitive function takes place at 
around one year of age, whilst the highest developmental rate of language takes place at around eight 
months of age. If maternal infection during pregnancy already constitutes a risk factor for 
neurodevelopmental disease in the offspring, then it could be more likely that the intake of pathogens 
and antigens by the host cells of babies aged 0-2 leads to the onset of diverse forms of 
neurodevelopmental disease. The higher cognitive function could also become particularly affected 
on a long-term basis as a result, and a situation as such may not implicate a linear deficiency of 
intellectual abilities, but rather a collection of excessive and deficitary functions comprising an 
unbalanced set of intellectual preoccupations and capabilities, which would often ultimately mark a 
decreased ability of the patient to perform high quality and balanced intellectual activity, unless there 
is a significant behavioral and sometimes physiological therapeutic intervention, which would also 
require major innovation due to the early stages of research into the complex disease of autism. 
Individuals who are situated on a higher functioning spectrum of the disease often develop 
outstanding intellectual skills in the long run. The principal aim of this study is to analyze the 
immunological factors leading to the onset of substantial forms of neurodevelopmental delays, as 
well as the specific neuronal networks that may tend to be particularly affected by epigenetic factors 
that use the host immune system as an intermediary pathway. Furthermore, it may be important to 
mention that an exponential increase of the number of clinical ASD cases has been accompanied by 
a sharp increase of the number of cases of personality-related weaknesses, diseases and disabilities, 
with an increasing number of people experiencing more elastic types of personality. One sign of such 
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a situation is the positive aspect that people are more subject to changes in the natural environment, 
thereby ultimately becoming more prone to reconnect with Nature. Another aspect of considerable 
importance to bring into discussion is the fact that the number of people considering themselves to 
be under the LGBTQ+ umbrella particularly also increased substantially since the number of clinical 
ASD cases began to rise sharply. Namely, this increase is similar to the approximate increase of at 
least 32000% of clinical ASD cases from the 1960s until recent years, which could bring a similar 
percentage of the increase of severe ASD cases, and the exponential trend of increase is expected to 
continue in both situations. Given the fact that there had been numerous clinically undetected cases 
of autism spectrum disorder and Asperger’s Syndrome before the 1960s, it is possible that there are 
currently many more cases that are more subtle in nature and consequently, clinically undetected. 
Often, adults with milder forms of neurodevelopmental delays will have at least one member of the 
offspring that will develop a more significant form of the disease, indicating overall that the number 
of significant clinical cases is in the course of a substantial rise, with collective effects that are 
thoroughly displayed only after multiple generations of genetic distribution and development of 
phenotypic characteristics. Whilst correlation does not imply causation, it may be important to 
discuss that many past cases of transgender wishes were followed by regret of transition and an 
increased intensity of mental health disease, such as depression and anxiety. Likewise, it could be 
necessary to assess whether there is any association between an uncontrolled rise of the number of 
moderate and severe ASD cases, and the rise of confusion of young people about whether they feel 
their identity matches their heterosomal chromosome type. Furthermore, it is only important to note 
that, in several developed nations and states, government officers and/or vocal members of 
parliament, have added into the discussion proposals to legalize certain forms of hebephilia and even 
of ephebophilia, provided that the difference of the age between two people would not exceed 9 or 
10. This may reflect an unspoken rise of cases of ephebophilia and hebephilia, and this could also be 
associated with a sharp increase of the number of mental health diseases, as well as of intellectual 
and social disability, with numerous epigenetic and genetic factors being behind such phenomena. 
The overall tendency seems to imply a progressive disregard of the necessity to preserve human 
diversity, as currents dominating the public opinion of First-World Countries are monopolizing upon 
equality of outcome. The ultimate objective of such ideologies is to make humans microscopically 
equal, thereby eliminating political, religious and even biological differences at both levels of gender, 
name and age. Paraphilia and pedophilia could eventually affect a large proportion of the world’s 
population. And names could be replaced with numbers, as they would sound offensive to 
indoctrinated people. It seems that the creation of perceived 64 gender identities is the first major 
attempt of making the truth relative before the step of eliminating gender differences altogether, by 
means of artificially-induced psychological and biological alterations. The possible outcome of the 
overall process would be the sinking of mankind into a complete darkness of anarchy, which would 
lead to the development of unprecedented civil conflicts and genocide, before the remaining humans 
would attempt to make a change and elect a leader that would have a hidden intention of completely 
antagonizing the origins of human life and healthy hierarchy, whilst coming across as caring for the 
wellbeing of humanity. Christian people would regard this leader as the Antichrist, as humanity 
would sadly continue to deny their divine-inspired origins in the attempt to progress life. Just as the 
road to hell is often paved with good intentions, so is it with perceived progress proving ultimately 
to be a regress leading to mass destruction. 

A more widespread incidence of neurodevelopmental delays places an impact upon the average 
age of full brain maturity and discernment 

Scientists have recently argued that young adults aged 18-20 still undergo significant stages of 
neurological development and that only people aged 25-30 experience an apogeum of such 
development. What may have not been added to the equation is the fact that neurodevelopmental 
delays automatically bring a delay of the moment the brain experiences full maturity, and it may be 
that severe forms of autism could lead to the patient not ever experiencing full maturity or 
discernment. As a result, many people experiencing autism spectrum disorder have hardly been 
registered as fully discerning with regards to their response in front of the law. A significant number 
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of offenders who are on the autistic spectrum were either dismissed or had their prison sentences 
substantially shortened, especially if the nature of their offense was not major. Instead, many 
offenders as such were placed on psychological and/or psychiatric care, being legally required to 
undergo diverse forms of therapy. The problem may be that an exponential growth of the number of 
cases of severe autism may result in an exponential growth in a number of significant legal cases in 
which people committed an offense they did not discern, caused harm they had not particularly 
wished to commit, and likewise, a significant number of people would require therapy to aid in a 
faster and more balanced rates of neurodevelopment. For example, in the United States of America, 
only 1 in 10,000 people had been estimated to have autism spectrum disorder and, in only about 40 
years, the rate was estimated to be at 1 in 34 people. Clinically substantial cases of autism spectrum 
disease may sometimes result in the onset of neurodegenerative diseases later in life due to the 
incomplete development of neuronal networks that are responsible for neuronal maintenance for 
decades. It is likely that, the bigger the discrepancies of developmental rates in diverse neuronal 
networks and subnetworks, the more frequent the incidences of and the larger the extent of neuronal 
damage are. Moreover, such cases of autism often implicate the development of secondary illnesses 
that may occur in various systems of organs indiscriminately, given the fundamental role of the 
central nervous system to coordinate all bodily development and functions. For example, patients 
with serious forms of autism also experienced digestive syndromes, and in less common cases, 
muscular atrophies and bone-related diseases, such as osteoporosis. It is trivial to emphasize upon 
the closer relationship between neuronal and musculo-skeletal development and, any serious forms 
of neurodevelopmental delay may result in the incomplete development of important muscular and 
bone-related networks, which in turn results in a higher incidence of muscular and bone-related 
decay from the second half of adulthood onwards, and sometimes even earlier. It is important to 
mention the major association between autism and diseases related to the gut microbiome, as the 
under-development of major encephalic networks is linked with the under-development of the 
bacterial wall in the large intestine, thereby making the patient more prone to developing either 
inflammatory bowel disease or irritable bowel syndrome in milder cases. Likewise, it is this fact of 
dependency that makes the development of relevant and long-term treatment for clinically 
significant cases of autism rather urgent, given the manner its effects lead to the subtle onset of other 
clinically significant illnesses in the organism. There are numerous genetic and epigenetic factors that 
led to the onset of autism spectrum disorder. Nevertheless, it is now mainly epigenetic factors that 
have been increasing the incidence of autism spectrum disorder and, over a significant period of time, 
it is the epigenetic factors as such that develop genetic factors of ASD as well, given the high 
complexity of the “Nature vs Nurture” argument in Science. 

The modern epigenetic factors of neurodevelopmental delays are numerous and include the 
following: 

1. Gradual separation of hundreds of millions of people from their natural origins, through a mass 

relocation into hyper-industrialized megalopolises, mostly by international means. 

2. Increasing technology abuse and dependence in young children. Risking a gradual, but certain 

replacement of manual work with automated, robotics-mediated work, leading gradually to a 

general loss of human workforce. 

3. Direct and indirect manipulation of the human genome, such as gene therapy using foreign 

genetic information, as well as an increasing manipulation of the environment respectively. 

4. Widespread consumption of junk food, fast food and unhealthy beverages by young children. 

Fast food often contains various hormones, which may play a considerable role in creating or 

amplifying delays in neurogenesis and neurological development in children, potentially 

affecting them for many years after. 
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5. A significant decrease of social interest in civilizational values and unspoken rules that 

primarily contributed to the establishment and maintenance of society. 

6. Incomplete availability of resources and logistical pathways to offer immunomodulatory 

treatment for pregnant mothers experiencing moderate and severe infectious diseases. 

Insufficient clinical focus upon the importance of natural immunity in prophylaxis and early 

treatment of infectious diseases of concern. 

7. Potentially major factor: The administration of 28-32 vaccine doses or more, including one or 

more doses of the experimental COVID-19 vaccine using the genetic information of a viral 

protein with potential characteristics of a superantigen, in babies aged 0-2, who are in critical 

stages or neuro-immunological development. Moreover, the increase of infant vaccine doses, 

from 12-15 in the 1980s, to about 30 or locally 35 by 2015, and to 40-45 doses and locally more 

from 2022, has been accompanied by an insufficient focus upon the potential roles of early 

innate immune activation in the vaccinological combat against infectious diseases of individual 

and public health concern, and applications of early innate immune activation into vaccinology 

would promote neurogenesis and neuroprotection more substantially. The number of 

administered childhood vaccine doses has recently risen from 45 in 2015 to 76 in 2022, in the 

United States of America. The administration of vaccines that contain multiple antigens each 

may strengthen the pressurizing effects upon the brain to develop, thereby raising the 

possibility and extent of the ulterior onset of neurodevelopmental delays. The addition of heavy 

metals, including mercury, as a vaccine adjuvant in rather many cases can only further amplify 

such effects of neuro-immunology-related developmental delays and damages. 

8. Hyper-automation and lack of healthy work and study environments, leading to privation from 

essential human contact and direct instruction and mentorship during key stages of neuronal 

growth. 

9. Increased repetitive patterns in the individual and collective thinking and behavior caused by 

the gradual, but certain separation of humankind from her natural roots. 

10. Polarization of resource-based, economic, financial, academic and professional power, turning 

the world, not even into a bipolar arena, where the disadvantaged matter in society, but 

outright into a unipolar arena, where the disadvantaged are treated like they are nonexistent, 

reducing the extent of middle class to its extinction and separating society into the poor class, 

consisting of over 99% of the world’s population, and the rich class, consisting of less than 1% 

of the world’s population. Placing much of the blame of the corrupt leadership on the poorer 

segments of society, instead of using the gained multi-billion financial resources to support the 

poor in conducting themselves adequately to support the reconstruction of Nature and 

simultaneously the reunification of humankind with Nature, instead of punishing her by 

separating her into hyper-industrialized environments by means of psychological and financial 

force. 
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11. Manipulation of healthy educational patterns, by allowing children and teenagers to be 

exposed to environmental factors that would induce delays in the development of healthy 

cognitive function and behavior. 

12. Manipulation of imagery via social media and television. Prioritization of unhealthy thinking 

and behaviors. 

13. Manipulation of frequencies (i.e. the change of the music frequency from 432 Hz to 440 Hz in 

1938), making people more irritable, angrier and more aggressive, thereby increasing levels of 

testosterone, which will increase the incidence of excess testosterone, which in turn will 

ultimately increase the incidence of serious neurodevelopmental delays. 

14. Manipulation of music, including the usage of negative subliminal messages, indirectly or 

directly increasing the epigenetic stimulation of testosterone synthesis and ultimately leading to 

an excess of aggression, anger and hopelessness. 

15. An exponential increase of the incidences of serious early childhood trauma, causing 

neurological damage and often major neurodevelopmental delays. 

16. The widespread usage of genetically-modified organisms (GMOs), which is promoted by the 

currents of Malthusianism and Cornucopianism. Notably, Dr. Pierre Verhulst, who obtained his 

PhD in biology at the age of 25, theorized that the natural environment is fully capable of self-

regulation, meaning that the human population is equally manageable by Nature. Likewise, 

any artificial attempt of population growth control may represent a scientifically heretical 

approach, leading to increased risks of inducing unprecedented harm to major fragments of the 

human civilization in the end. 

17. Manipulation of the climate, such as an attempt to block ultraviolet light from the sun in the 

atmosphere in the name of combating heat waves during the summer. 

18. A substantially decreased use and availability of natural remedies in healthcare settings with a 

progressively heavier reliance on pharmaceuticals instead. 

19. An increasingly widespread administration of medical drugs that often bring controversial 

health outcomes. 

20. Sedentary lifestyle induced by many, if not all listed factors above. 

The scenario in which more than half of the world population will experience various forms of 
ASD by 2050 the latest has become possible due to the powerful roles that each of the factors 
described above play in pathogenesis, let alone them altogether. As world leaders have suggested, 
the year 2030 seems to be situated around a major repertoire of change with regards to the frequency 
of ASD as well, at least in First World countries, given the rather aggressive development and 
distribution of technology and automation within the younger generations. The current direction of 
events seems to implicate the distribution of innate or acquired genes implicated in the onset of 
autism spectrum disorder by means of a central evolutionary pattern in humans. Nevertheless, the 
nature of such evolutionary direction is ultimately highly questionable. A significant number of 
scientists tend to argue that such a distribution of genes mark a sharp ascension in the human 
evolutionary pattern, whilst many others tend to argue it will ultimately mark a sharp evolutionary 
decay in humans, given that some important elements bring humans into an inferior relationship 
with a byproduct of human intelligence, which is automatism (i.e. dependence to artificial 

Preprints.org (www.preprints.org)  |  NOT PEER-REVIEWED  |  Posted: 30 January 2024                   doi:10.20944/preprints202401.2108.v1

https://doi.org/10.20944/preprints202401.2108.v1


 9 

 

intelligence from a fragile age). A few researchers may even argue that a pressure as such may lead 
to the natural selection of a new human (sub-)species that would present updated skills in relation to 
an ever-evolving natural environment. Some may refer to such a (sub-)species “superhumans”, given 
the projected combination of evolved specialism and evolved flexibility, which would make them 
capable to perform any kind of professional activity at a level proximal to perfection. In philosophical 
terms, such humans would be deemed as gods. Nevertheless, it is probably known Universally that 
any scientific, philosophical or religious projection as such is deceptive, given that no living human 
or animal has ever reached the level of perfection, and any attempt to give humans the nature of a 
Universal creator will very likely result in a major failure for almost the entire human civilization. 
Eastern Orthodox Christian philosophy states that positive elements cannot become associated with 
negative elements, regardless of the extent of efforts to make the elements of darkness one with the 
elements of light, and such a current indicates that good progress cannot sustain elements of 
negativity that antagonize the very elements of positivity in their default nature. Some academic 
voices stated that Albert Einstein referred to darkness as an absolute lack of light. In such a case, the 
presence of light cannot be associated with the lack of light. Light will always eliminate the lack of 
light from its presence. And darkness cannot have power over light, just as numbers smaller or equal 
to zero will never be equal or greater than numbers greater than zero, meaning that there is no area 
of “neutrality” between good and evil, and also that the presence of evil in the world is caused by the 
allowance of evil to reside within the premises of human beings. Elements of negativity and decay 
can only be “used” from an external point for the stimulation of an improvement of progress, and 
never in mixing with positivity; else, deception will start playing a major role in ensuring an 
irreversible evolutionary decay. Healthy progress ought not to be confused with exacerbated 
development that is induced and pressurized artificially, whether such an action is performed 
accidentally or intentionally. One major factor of errors caused in past scientific innovation could be 
political interference in specific academic circles of influence, whether such interference is direct or 
indirect, even if the interference had been performed with philanthropic intentions of improving 
overall living conditions in all spheres of human civilization. The ultimate effects of such overall 
methods could prove to be quite the opposite: a severe autization of many people. This sort of 
autization may be equivalent to an abortion of human free will and thinking, thereby inhibiting 
emotional intelligence as well and eventually eliminating unconditional love from many areas of 
human civilization. If such a scenario comes to existence, then human civilization may actually head 
towards its extinction with a colossal speed, given that the entire mankind was conceived and given 
birth through significant extents of unconditional love, whilst they may still have differed from case 
to case. 
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Figure 2. Comparison between the balanced, linear ratio of decision-making competence and 
emotional intelligence in neurotypical people versus the severely imbalanced, curved, ratio of 
decision-making competence and emotional intelligence in people with substantial forms of autism. 

Many people may be suffering from serious forms of autism, despite their neurodevelopmental 
disorder appearing as mild or even inexistent. The principal manifestation of such impairments occur 
in a subtle manner, and likewise, the disease could appear as “silent”, even if it displays severe 
symptomatology. Decision-making skills are often seriously impacted, with often occurrences of poor 
life decisions and of incidents when other people take advantage of such weaknesses. Due to the 
serious polarization of IQ and EQ in people with severe autism, it may be highly difficult for the 
majority of them to reach a middle side of emotional and cognitive intelligence, unlike neurotypical 
people. Although there may be still validity behind the made poor life decisions, few of which 
possibly bringing life-long consequences, people found on the severe side of autism spectrum 
disorder may have among the best of intentions at heart. It may even be often that their immorality 
behind a number of poor choices may not count as an actual immorality, but entirely as a form of 
impairment, given the fact that discernment was practically nonexistent. According to an Orthodox 
theological perspective of chess, the mind is regarded as the queen and the entire chess board as the 
entire human being. If a severe form of autism had been induced before the age of minimal 
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discernment was reached, then it would be as if the queen of a chess player had been stolen by the 
opponent, and the player is now left also with the necessity to use the best emotional and intellectual 
forces to bring the queen back to himself/herself. Likewise, it may be feared that the ultimate outcome 
of a collectively and severely induced autization in human society may lead to the entire elimination 
of human free will, consciousness and choice of decision making, which means that humans may be 
turned into beings with no free thought, decision making and even freedom to express unconditional 
love. Wise people said that the elimination of unconditional love would bring an eventual, but certain 
outcome of an extinction of all humanity. 

Autism and schizophrenia may both represent spectrums of neurological disease. Whilst autism 
is generally caused by neurodevelopmental delays, schizophrenia is generally caused by premature 
neuronal aging. Both are responsible with an increase in the number of clinical cases of other major 
neurological disorders, such as obsessive-compulsive disorder, attention-deficit hyperactivity 
disorder, bipolar disorder, Tourrette’s Syndrome, substance-induced schizoaffective disorder, which 
is generally transient in nature and treatable by antipsychotics, anxiolytics and other 
neuromodulatory agents. Given that neurodevelopmental delays also affect the intelligence of 
adaptive immunity, it may be that an increased number of autistic cases will lead to an increase in 
the number of certain autoimmune conditions, which in turn could have an occasional impact on 
mental health, particularly if high fevers are caused in the process, as certain antibodies would often 
push through the blood-brain barrier and reach important neuronal networks, favouring the onset of 
diseases like Pediatric Autoimmune Disorder Associated with Streptococcus Infection (PANDAS), 
which involves the onset of autoimmunity-based OCD and even Tourrette’s Syndrome. People on 
the autistic spectrum may find themselves at higher statistical probability of developing 
schizophrenia at a later stage of their lives, given that autism not only implies a delayed development 
of key neuronal networks, but also a premature development of other key neuronal networks. As a 
result, given that young people are often more prone to consuming psychoactive substances, which 
play an active role in catalyzing important processes of neuronal aging, it may be that a legalization 
of such substances may be coupled with an increased number of schizophrenic cases, particularly in 
people with diverse forms of neurodevelopmental delays. As a result, it seems increasingly probable 
that the future of mental health challenges may itself be highly challenging for human civilization, 
even in areas where Science, Medicine and the catalysis of clinical research by the online domain are 
prioritized in society. 

A substantial pressure for the selection of genetic profiles implicated in serious 
neurodevelopmental delay could first lead to a seemingly strong natural selection of a reduced 
number of humans with hyper-specialized skills; only to then lead to a severe natural de-selection of 
all humans and possibly, to an ultimate human extinction. There may be a fine line between a general 
stimulation of humans to better adapt to changes in the environment and to improve the general 
skills directly and indirectly associated with better life sustainability, and the infiltrative association 
of human evolution with elements that are directly antagonizing such evolution, which would highly 
likely result in an evolutionary catastrophe. It may be important to state that natural selection cannot 
implicate a direct artificial intervention that is intended as a support for development, despite the 
existence of concepts implying that a domination of artificial intelligence would only come as a result 
of it being part of human evolution. Such an argument is likely scientifically poor because it places a 
far insufficient focus upon the critical need of moderating excesses and repairing imbalances in all 
aspects of human existence. Ultimately, the theory of evolution does not imply that humans will 
evolve to become gods and perhaps shows that it is not an absolute, just as other theories fall in spots 
closer or farther from the point all physical matter started to exist. Just because 99.9% of concepts 
developed as a result of comprehensive scientific observations are in accordance with natural 
phenomena, it does not ultimately guarantee that certain theories are ultimately factual, meaning that 
scientific theories should still be subject to verifications on a rather long-term basis. In case of an 
ultimate dispute of the theory of evolution by natural selection as it is currently known, we could 
regard the group of currents involving social darwinism and artificial intelligence-oriented future 
scenarios as “a scientific heresy developed within a scientific heresy”, given also the 
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misinterpretation of the theory of evolution by groups of people seeking to excessively focus upon 
competition. This could be possible due to the fact that, recently, scientists discovered that the 
Universe is not real in location, in spite of the evidence that time, space and matter are relative. Given 
the fact that two evidence-based theories seem to completely contradict each other (the Universe 
being real versus the Universe not being real in location) and still exist as evidence-based theories, it 
may be human perception that remains vastly relevant to the truth, regardless of its tremendous 
diversity, as long as such perception is connected to the surrounding reality. The problem society 
may have been facing for centuries is the fact that dangerous lies usually constitute small proportions, 
when it may take 0.1% of a truthful information to be altered for its entire message to become 
tremendously, yet still subtly, different, no matter the origins of such alterations. And, particularly 
during the recent decades, it was shown that even scientific messages could be received differently 
by perspectives that are partly distorted, showing the tremendously subtle nature of many of such 
errors. The theory that would never be disputed is a theory of the existence of free will and choice, 
and positive and negative effects are both resulted from smaller or larger extents of free choice. Other 
theories are not as evident and Universally recognised as a scientific and philosophical law as a theory 
as such. With regards to the Theory of Evolution through natural selection, it is important to 
acknowledge that scientific theories may be brought to question or disproved even after centuries of 
approval using evidence-based scientific measurements. Mankind has directly come across 
phenomena like competition and adaptation to environmental changes, but has not come across 
processes like speciation and natural selection. Moreover, whilst it was demonstrated that the DNA 
of humans and apes are 98% identical, future challenges to the theory that humans and apes have a 
direct common ancestor may still occur, given that statistics, which is the common ground of scientific 
analysis, represents a highly complex discipline that implicates unexpected discoveries of new 
constellations that seem not just to disprove, but to outright contradict previously observed 
constellations in order to create a more relevant and precise configuration. For example, bacteria in 
the soil being the common ancestor of humans and apes constitutes conclusive evidence, as all life 
emerged from the ground and that water played an essential role in this process. It could also be that 
the genetic similarities between humans and apes represent a mere coincidence, and not a causational 
link after all, that a Universal Creator wished for some animals to look more alike to man so man 
would not feel alone, before Eve would be made from Adam’s rib. For an extra-dimensional Creator, 
an intervention into time, space, matter and life is as easy as a game developer is to edit the realms 
and the participating characters of it. The same may be with the classification of humans as (primate) 
mammals, as any extent of similarity or coincidence does not ultimately imply there is causation in 
the process. There are structures and organisms that are more and less common, and sometimes, 
attempts of explanation are excessive and lead to a departure from the required perspective of human 
reality, particularly when there is a separation of certain, remote and dominating scientific currents 
from common sense. Many similarities are meant to be considered coincidental and not causational 
because misinterpretation leads to a perception that humans are animals without whole reasoning 
and emotion. In perception, there is a fine line between the determination of truth and the 
relativization of truth, perhaps even by random application of the Theory of Relativity. Humans 
existed for several thousands of years without believing they emerged from animals, and that 
included the bright minds of the Ancient and Medieval times. Not to mention that the history of the 
world’s population seems to contradict scientific projections and theories that humans first existed 
more than 100,000 years ago. Namely, two thousand years ago, there were around 150-170 million 
people on Earth, compared to 8 billion in the current times. Orthodox Christian teachings state that 
the eight people who survived a Universal Flood were placed back on dry ground 3,263 years before 
Christ was born, according to the Chronograph written by Chedrinos. It is scientifically sound to state 
that it took 3,263 years for three couples to reproduce and lead to the birth of around 150-170 million 
people worldwide, especially in the scenario when the first people survived for several hundred of 
years and contributed to the birth of tens of children in each family in the first thousand of years after 
the Flood. Not to mention that polygamy was also practiced widely in the world in the times before 
Christ, leading to a sharper increase in the populations at that time, compared to the times after, when 
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polygamy became a far less common practice. Furthermore, primary cousins were allowed to marry 
and reproduce in the world, and this was permitted even among the descendants of patriarch 
Abraham until righteous Moses wrote the Ten Commandments on stone by divine inspiration. The 
Chronograph by Chedrinos states that there are 2,243 years from the time of Adam until the start of 
the Universal Flood, and it is written in the Bible that the Earth became filled with people in the 
process and that the level of immorality in society became insufferable in the end. Interestingly, a 
trend of moral decay that is at least slightly relevant has been happening whilst the world population 
increased from 1 to 8 billion only in 200 years, meaning that there is a possible association between 
moral decay, perhaps through the abusive development of a unipolar leadership, and excessive 
reproductive rate, particularly in the parts of society affected financially. Observing this pattern of 
natural events through a different temporal lens, one may suggest that the Biblical definition of 
Creation matches this sequence of events as observed in Eastern Orthodox Christianity, provided 
that there is a different kind of temporal observation (for example, looking at millions of years as 
looking at seconds, given that, the perspective of a divine creation of the Earth implies that time itself 
was being created before the birth of life, and that the year did not count as a full year beforehand). 
Perhaps, during the first stages of the Universal existence, a year would count as less than a 
microsecond, and the fact that astronomical studies indicate that the Earth barely revolved around 
the Sun in the first stages of its existence suggests that the created extent of time in that situation only 
counted as a tiny proportion of the extent of time as mankind is aware of today. Interestingly, it is 
written in Scripture that, in the last days, time will be made shorter for the [Orthodox] faithful, given 
that, during the days of creation, time seemed as if it was longer. The definition of an Orthodox 
Christian is the Christian who keeps all the commandments and the verbal traditions given by the 
Holy Apostles and Church Fathers. Many events in the Universe are related to one another. But, for 
a Universal Creator, the process of Creation can be perceived as days because He would be very 
much capable of building up an entire physical realm, despite resting on the seventh day. It is 
important to also acknowledge the Theory of Relativity in the matter. 

With regards to the analysis of profound links between developmental immunity and 
developmental neurology, it is important to bring into an impartial discussion the increasingly 
probable scenario that the intake of dozens of various pathogens and antigens within the first two 
years of life is be associated with a higher risk of the onset of neurodevelopmental delays, just as 
there is a significant higher risk for the onset of neurodevelopmental delays in fetuses whose mothers 
experienced more significant infectious diseases. Regardless of the past peer-reviewed scientific 
papers and journalistic coverage of the errors a few clinicians displayed in their scientific literature, 
the contributory role that the repeated infant and early childhood doses of inoculation and 
immunization (which increased to at least few dozen times) has been playing in the sharp increase of 
the number of clinical cases of neurodevelopmental delays seems to become not only evident, but 
also substantial. A few approaches as such implicate the intramuscular insertion of multiple kinds of 
antigens simultaneously, which could duplicate the extent of demand for the adaptive immune 
system to produce the adequate long-term memory. A normal process of immunization does not 
seem to constitute a concern, but a much sharper process of immunization over the first stages of life 
in case of an exposure to one dangerous pathogen or more numerous kinds of pathogens and antigens 
that normally cause moderate disease morbidity. Normal processes of immune response to infection 
in fetuses, as well as of inoculation and immunization in infants actually stimulates a healthy and 
balanced development of all brain regions. The more dangerous the pathogenic agent and its antigens 
are, the sharper the development of the adaptive immune memory will be due to the extent of genetic 
information that is transferable to the immune memory, as well as the fact that information likely 
constitutes a form of energy, and the same happens in the case of an increased number of infectious 
pathogens and antigens that have infected the cells of the mothers and the fetuses in cause, and this 
may, in the majority of the situations, still be the case even if the pathogens are already significantly 
weakened or lifeless, given that the gain of adaptive immune memory alone constitutes an important 
factor of neurogenesis and an increased rate of neurological development, and that the infant will 
become almost or fully protected against the pathogens in cause, despite not having experienced the 
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disease beforehand. In this case, neurodevelopmental delays are not caused by an impaired 
neurogenesis, but by an excessive one. It is important to mention that a dose of infant immunization 
does bring significantly lower risks of adverse neurological events than the onset of a significant 
maternal infectious disease during pregnancy. Likewise, this seems to be more like a matter of 
quantity and repetition, whose necessity looks valid, given the far less mature stages of infant 
immunity. At this point, we can see there is a possibility that one or a few sessions of interferon-based 
and interferon-oriented immunization could be safer for babies aged 0-2 than the administration of 
dozens of pathogen-based vaccines, some of which stimulate the adaptive immune system to 
simultaneously develop responses and memory against multiple pathogens. Certainly the truth is 
situated somewhere in the middle, and likewise, it would be a smaller number of doses implicating 
inactivated versions of pathogens and natural immunity-based approaches that would tremendously 
support the vaccinology-related efforts to protect the lives of vulnerable babies and children in the 
face of life-threatening infectious diseases. Could it also be that such nasal/oral interferon-based and 
interferon-oriented vaccines, which sharpen the innate immune system and shape qualitative 
adaptive immune responses if used within the right early timing, represent the vaccines of the future? 
Perhaps, the medical world is approaching a stage of progress in which the usage of needles would 
no longer be required either. Moreover, it could be that significant forms of neurodevelopmental 
delays impact the overall quality of immunological functions, thereby raising the risks of the 
development of uncontrolled local and systemic inflammatory responses in various types of 
infectious diseases, which would in turn lead to a more frequent incidence of autoimmune disorders. 
Indirectly and on a long-term basis, this could result in a higher incidence of Pediatric Autoimmune 
Disorder Associated with Streptococcus infections (PANDAS) - given the frequent occurrence of 
silent throat infection with Streptococcus spp. during childhood - forming an additional link with a 
higher incidence of epigenetically-induced obsessive-compulsive disorder (OCD), as the onset of 
PANDAS often results in the crossing of autoantibodies into various central nervous system 
networks through the blood-brain barrier (BBB). An increasingly widespread phenomenon of 
autoantibody leakage through the BBB may further cause harm in various areas of the neuronal 
system of patients on the autistic spectrum, thereby further decreasing their ability to function in 
society with balance. Overall, an exaggerated uniformization or prevalence of a specific medical 
approach to prevent the onset of significant public health problems could ultimately contribute to 
their onset and distribution, implying therefore the need to attain research and clinical discernment 
prior to the development of a general strategy of disease prevention and mitigation. The present 
phenomenon of wealth distribution imbalance among the Three Worlds could constitute a substantial 
marker of the present crisis in the immunological and public health sectors of First World countries 
and could make the argument of the existence of major imperfections within the leading vaccine 
industry widely or entirely plausible, in spite of the persistent efforts to develop peer-reviewed 
scientific studies and dispute such arguments, which in turn mark the presence of subjectivism in the 
scientific world. 
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Figure 3. A significant link between the adaptive immune system and brain development shows there 
is a need for caution in immunological innovation, just as there is a need for caution in all aspects of 
medicine (Morimoto K. and Nakajima K., 2019). 

The biomedical scientific community should be aware that there is no difference between 
infection and vaccination when it comes to the extent of the gained memory of the adaptive immune 
system. Directly offering the genetic information of a few dozen microbes, regardless of their living 
status (i.e. live-attenuated, inactivated or neutralized), rather than placing a substantial focus upon 
increasing the sensitivity of first-line immunity during the first two years of extra-uterine life, seems 
to overload the adaptive immune memory with new information. This will, of course, have 
implications upon the neurological memory, and as a result, there will often be major delays in the 
developmental rates of both the immune and the neurological systems ultimately. It is interesting to 
note that the adaptive immune system seems to contain its own intelligence and that important 
information contained by the genome of live-attenuated, inactivated and dead pathogens is 
eventually transferred to its memory for the purpose of defense, and then further information is 
passed to the neurological system, which in turn may often overload fewer or more regions of the 
encephalon with information as well, leading to diverse extents of delays in development. 
Information seems to lie within the foundational layers of all matter alongside energy, including the 
matter that covers and sustains life. Living organisms experience a constant exchange of energy and 
information, and it may be that information directly precedes energy with regards to the core 
foundation of the physical matter. Information seems to fit very well under the First Law of 
Thermodynamics (with regards to the constant exchange of energy within a system), and some may 
argue that information itself represents a form of energy. Likewise, when it comes to the 
developmental rate of the adaptive immune system and the brain, there is actually little or even no 
difference at all between giving babies dozens of vaccines and infecting them with dozens of 
pathogens in the end. 

Imagine if the fetus can have smaller or greater implications upon their overall brain 
developmental rate if the mother is infected during pregnancy, then we can be rest assured that 
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giving babies many vaccines will raise their probability to develop smaller or greater issues with 
regards to the overall brain development. The truth is always in the middle, and influential figures 
from the functional body of society have sadly played a significant role in suppressing the truth by 
excessively focusing on the other extreme to combat an extreme. 

Interferons represent innate immune proteins that were discovered by Alick Isaacs and Jean 
Lindenmann in 1957, and it was immediately suggested that they play considerable roles in antiviral 
and anti-oncogenic therapy. Interferons are classed into three types; Type I, Type II and Type III. 
Interferons (IFNs) are produced by many kinds of animal and human cells and they are widely 
bioavailable. Based on function quality, they are classed into glycosylated (whether on their Nitrogen 
terminus or Oxygen terminus) or non-glycosylated, with the first group being regarded as the most 
competent and relevant in antiviral therapy, as the glucose molecules present in the plasma 
membrane of the target cell play a role in cell-to-cell or molecule identification, thereby catalyzing 
the process of the interferon glycoprotein binding to its target receptor. Type I and Type III IFNs are 
known to predominantly provide with activated anti-inflammatory pathways, whilst Type II IFNs 
produce wider extents of pro-inflammatory immune responses. Type I IFNs consist of numerous 
groups, such as IFN-alpha, IFN-beta, IFN-epsilon, IFN-omega and IFN-zetta; Type II IFNs consist of 
IFN-gamma, whilst Type III IFNs consist of IFN-lambda. In turn, the listed IFN groups are further 
divided into more numerous subgroups. For example, IFN-alpha consists of IFN-alpha 1, 2, 5, 6 and 
IFN-lambda consists of IFN-lambda 1, 2, 3 and 4. Some of the IFN subgroups are N-/O- glycosylated, 
whilst others are not, and this explains why certain subgroups are widely used in prophylaxis and 
therapy (i.e. IFN-alpha 2b). Type I and Type III IFNs are synthesized more abundantly in primary 
dendritic cells, whilst Type II IFNs are synthesized more prevalently in natural lymphocytes (i.e. 
Natural Killer Cells). Once translated and exocytosed successfully, Type I IFNs bind to the IFNAR1/2 
receptor class; Type II IFNs bind to IFNGR1/2 and Type III IFNs bind to IFNLR1/IL10R2 receptor 
class (M. W. Taylor, 2014). Microbial agents have been shown to hijack diverse stages of interferon 
production and signaling, from the moment various Pattern Recognition Receptors (such as Toll-Like 
Receptors and RIG-1-Like Receptors) detect the Pathogen-Associated Molecular Patterns (PAMPs), 
through the stages where the cGAS-STING is activated, leading to the expression of IFN-encoding 
genes, where the IFN-encoding mRNA is being translated, where the IFNs bind to their target 
receptor complexes, where the JAK/STAT pathway is being activated, leading to the expression of 
Interferon-Stimulated Genes (ISGs) and finally, to the final stages where ISG products, such as ISG6 
and ISG15, are effectively exocytosed and transported to their target molecules and cells, typically 
resulting to the balanced synthesis of pro- and anti-inflammatory immune signals. It was clinically 
suggested through extensive trials that all three classes of IFNs play major roles in prophylactic and 
early therapeutic immunomodulation, and recently, it has been indicated that particularly Type I and 
Type III IFNs could constitute natural immunity-based vaccine candidates for several infectious 
diseases of concern, such as COVID-19, H1N1 and H5N1 Influenza A-induced flu, HIV-1 and HIV-
2-induced AIDS and oncological diseases induced by infectious pathogens, as they display 
substantial infection-simulatory effects at a local level (i.e. tissue-dependent), helping cells catalyze 
their immune activation and better support the build-up of host immune memory once viruses 
actually enter them via receptor-mediated endocytosis (Carp T. et al., 2023). Throughout most of the 
history of immunology, it was stated with firmity that only adaptive immunity exhibits the property 
of a “memory”, given the displayed non-specific and broad roles played by human and animal innate 
immunity. Nevertheless, the recent years of immunological research has experienced new discoveries 
that shifted perceptions, as major components of the innate immune system were after all shown to 
display substantial characteristics of a “memory”, such as via the activity of PRRs (E. R. Sherwood et 
al., 2022). Interestingly, central elements of adaptive third-line immunity - CD4+ and CD8+ T-
lymphocytes - as well as of innate second-line immunity - Natural Killer Cells - contain central 
elements of innate first-line immunity - Type I and Type III IFNs - within them, which further 
indicates the core foundational roles that first-line innate immunity plays in the overall buildup of 
bodily defenses and ultimately of a definitive immune memory against concerning pathogens, 
despite it not being part of the adaptive immune circle. As a result, even such elements of second-
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line and third-line immunity could be treated with Type I and Type III IFNs by means of enhancing 
the effects of natural immunity-based vaccination and supporting the overall immune system to 
overcome all infectious pathogens of individual and public health concern (Carp T., 2023). 

A wider inclusion of natural immune elements, such as Type I and Type III Interferons with 
natural lymphocytes, which are also known as Natural Killer cells, may result in a more promising 
effect of immunization against infectious diseases of major concern. Both natural and adaptive 
lymphocytes could also be treated with N-glycosylated or O-glycosylated Type I and Type III IFNs 
prior to their administration into humans and animals for the purposes of immunization, prophylaxis 
and therapy. To profoundly apprehend the patterns that public health solutions are situated upon, 
the research community may require to apprehend the poetic nature of human and animal immunity; 
how the foundations of immune structure and function lie within its edges, as well as how highly 
interdependent the innate and adaptive immune systems actually are. In other words, the 
relationship and relatedness of major immune compartments seems to be based upon artistic patterns 
that are ever situated outside of scientific expectations, thereby indicating that Science is not complete 
without Art, in spite of its tremendous importance in the efforts of seeking solutions to 
unprecedented health problems. Furthermore, IgA immunoglobulins could also be specialized to 
tackle specific pathogens of public health concern and further tackle weaknesses in the modern-day 
health systems (Carp T., 2023). Early activation of innate immune pathways were shown to have not 
only simultaneous immunostimulatory and immunomodulatory effects, but also both stimulatory 
and modulatory effects in neuronal development in babies and young children. On the other hand, 
delayed and exaggerated innate immune activation, implicating a systemic production of innate 
immune proteins, such as alpha-interferons, is associated with poorer neurogenesis, alongside a steep 
decline in the optimal activity of the encephalon, with increased incidences of post-infectious disease 
depression (Su K. et al., 2019). Namely, Type I Interferons were found to be prevalently synthesized 
and secreted by neurons, microglial cells and astrocytes, and like in the immunological roles, the 
nature of “double-edged sword” is not only shared by IFN I, but by other major elements of the innate 
immunity, such as NK cells and Complement elements C3a and C5a, and such a nature further and 
almost equally applies to the neurological effects of the principal elements of innate immunity 
according to the extent of IFN synthesis over a specific amount of time. Interestingly, it was shown 
in vivo that mice and rats are more prone to neuroinflammation if they were exposed to poor diet 
and fitness-related epigenetic factors beforehand and on a longer term basis (Mäkinen, E et al, 2021). 
It is important to note that, as a result of this phenomenon, significant dysregulations in the 
production rate of Type I, and possibly Type II and Type III IFNs could lead to disruptions in the 
stability and integrity of specific networks in the white matter and gray matter indiscriminately. The 
same most likely applies to Type III IFNs, although the ratio of anti-inflammatory to pro-
inflammatory roles may slightly vary. Interestingly, Type III IFNs, which are also known as lambda 
interferons, were found to display substantial anti-microbial activity and, the particularly high 
number of studies indicating or confirming effects as such may suggest that it is lambda IFNs that 
play a bigger role in shaping antiviral immune responses. Interestingly, during the due clinical 
investigatory processes of a study implicating the evaluation of the roles Type I and Type II IFNs 
play in relation to major neuronal networks, it was found that beta-IFNs shape neurogenesis, that the 
overall Type I IFN responses do not affect the balanced rate of neurogenesis if the immune activation 
occurs in early stages of the infection, that gamma-IFNs shape neurogenesis and astrogliogenesis if 
they occur in a restricted extent, during early stages of the illness, and that gamma-IFNs do play a 
significant role in the induction of neuronal damage if the stages of the disease are latent (M. N. 
Chandwani et al., 2019). Expecting mothers suffering from significant forms of infectious diseases 
could be offered a temporary immunosuppressive therapeutic pathway, which could consist of 
agents such as a relatively low dose of zinc ionophores and of  corticosteroids, as well as a medium 
dose of anti-inflammatory drug-like compounds, prior to the administration of approaches 
implicating immunostimulation and the neutralization of distributed microbes, such as recombinant 
glycosylated IFN I and III, specialized natural and adaptive lymphocytes, as well as primary 
dendritic cells, treated with glycosylated IFNs I and III beforehand, alongside IgA immunoglobulins 
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and antimicrobial agents, such as broad-spectrum antivirals, such as favipiravir and umifenovir in 
the case of a viral infectious illness. 

Lambda IFNs were also found to better prepare the host immune system in front of the challenge 
of symptomatic rabies with regards to its record mortality rate, by stimulating the enclosing of tight 
junctions and by making the blood-brain barrier less permeable. As a result, there could be a 
considerable relationship between early and local lambda IFN activation, and a lower implication 
upon neurogenesis and neuroprotection, alongside a probable increased rate of neurogenesis in 
young children (Yingying Li et al., 2020). In other words, a healthy rate of neuronal development was 
found in the cases of healthy immune responses that had powerful antimicrobial effects. The most 
proximal method of immunization with a scenario as such may constitute the BCG vaccination, as it 
was found to stimulate the development of innate immune responses most directly and in the widest 
manner. The BCG vaccine was also found to have immunizing effects against SARS-CoV-2, which 
indicates that, the more the natural immune system is stimulated, the more multi-valent the 
immunization approach becomes. Paraphilia is characterized by a set of abnormal sexual 
orientations, behaviors and preoccupation, and whilst many forms are generally harmless for other 
individuals, some are dangerous and cross the established moral circle. As a result, there exists a 
sense of urgency for such alterations to be inhibited, particularly for individuals who become prone 
to breaking the established legislation. Three examples of paraphilic tendencies whose effects break 
the law are pedophilia, which represents an attraction of an adult or a teenager to children aged below 
14; hebephilia, which represents an attraction of an adult or, in some cases, of a late teenager to young 
teenagers, aged 14 or 15, and ephebophilia, which represents an attraction of an adult to older 
teenagers, aged 16 or 17, with the worst cases involving the first two categories in the majority of the 
world countries, although there are several countries where ephebophilia is also a very serious 
offence. Whilst there is no association with the character of law-abiding people suffering from severe 
forms of neurodevelopmental diseases, it is important to acknowledge the likelihood that significant 
forms of neurodevelopmental delays have an impact upon the healthy developmental rates of the 
neuro-endocrine system, via the pituitary glands and beyond, meaning that children with discovered 
significant and severe forms of autism may turn to be more prone to developing abnormalities in 
their neuro-endocrinological activation later in their teenage and early adult life.  

The hypothalamus activates the anterior pituitary gland via the synthesis and secretion of 
GnRH, and it is this chemical that acts as a hormone and activates the anterior pituitary gland, which 
then produces its own hormone lipid molecules, the luteinizing hormone (LH) and the follicular-
stimulatory hormone (FSH), which are then transported to the gonads to stimulate them to produce 
testosterone, estrogen and progesterone. Once the initial activatory event has occurred, there will be 
different extents of hormone production according to the stage of the overall development of the 
organism (Briken P. et al., 2000). Significant neurodevelopmental delays may tamper with the normal 
steps of activation and hormone secretion extents, leading to the development of signs and symptoms 
characteristic of paraphilia. Substantial neurodevelopmental delays are often so serious that they 
affect areas of personality and identity, which means that potentially induced neurodevelopmental 
delays may cause brain sub-regions involved in attractions to have a delayed growth more often than 
we may think, and likewise, the problem could unfortunately include a significant increase the 
incidences of pedophilia long-term. Speaking in terms of a lower complexity, it could be stated that 
a number of people experiencing significant neurodevelopmental delays will have a mental age that 
would be ten years lower than the physical age. A scenario as such would sadly have an effect upon 
attraction, as the person would feel like 10 or 15 years younger, for example. That would mean a 25 
year old would feel like a 15 year old or even less, and find himself/herself orientated to teenagers of 
such age. This would be among the worst case scenarios, and concerns are intended to cover future 
decades and the lack of changes with regards to the increase of understanding with regards to the 
possible impact of severe neurodevelopmental delays upon the developmental rates of other major 
organ systems. Otherwise, completely undesired and potentially dangerous effects may occur, both 
short- and long-term. An important sign of a link between significant neurodevelopmental delays 
and higher risks of pedophilia is that leuprolide acetate with tibolone, pregnenolone and even 
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potassium chloride are therapeutic agents that help both people on the autistic spectrum and people 
with pedophilic tendencies. Whilst it is unethical to administer sterilizing components to people due 
to their future inability to reproduce and sustain their family, authorities decided to administer such 
drugs to sex offenders and pedophiles to prevent them from harming others and particularly 
children. A deficiency of pregnenolone is caused by a deficiency of neurosteroids, and this deficiency 
is significantly associated with a reduced conversion of cholesterol to pregnenolone in the 
mitochondria of oligodendrocytes, which are cells in the brain. Neuro-steroid deficiency is also 
associated with a higher incidence of autism and epilepsy. 

Vitamin D3 represents an important example of neuro-steroids. Moreover, the topiramate 
anticonvulsant agent showed efficacy against autism and, in combination with carbamazepine, 
against paraphilia and ultimately pedophilia as well. It may be important to mention that relativity 
represents the most fundamental unit of measuring time in accordance with every differing context. 
For example, age is experienced differently in each species, according to the stage of intelligence-
based evolution. A pet may live only 10-15 years, but it probably perceives such a number of years 
the way humans perceive their 90-100 years of life, probably meaning that, the more advanced 
intelligence is, the faster time is perceived and, as a result, the body simply adapts to the fundamental 
unit of relativity that is in accordance to the level of intelligence. Nevertheless, it is important to 
acknowledge that an enhancement of factors that may pressurize the development of the structure 
and function of the brain may ultimately result in a decay of functioning, just as evolution cannot be 
forced onto a species. And furthermore, although human intelligence is subject to the Theory of 
Relativity, morality and the truth are completely independent of it, and an induced human de-
evolution would bring humans to bear the guilt of its unimagined effects of destruction, both within 
and around. Essentially, weakness-related ignorance may not cancel out the moral implications of an 
accidentally-induced natural de-selection of humans, and the scientific community has an increasing 
duty to reverse such effects and restore the integrity of human civilization, even if the stages of 
regress were to be much advanced. With regards to the modern-day tools developed in vaccinology, 
the trend of progress seems to be descendent in nature, given the fact that microbes have used 
principal elements of innate immunity in their evolutionary strategy to overpower the immune 
system in the end, meaning that the classical tools used in vaccinology are becoming less relevant by 
the day in relation to the stages of microbial evolution. Furthermore, the continuation of a regress as 
such would result in a higher incidence of induced neurodevelopmental delays, which would be 
resulted from an increased investment of energy via neuroimmune information intake that would 
accompany the increasing number of administered doses and pathogenic genomes whose 
information would be directly offered to the host adaptive immunity. Ultimately - after several 
decades and generations of an exponential growth of the number of clinical ASD cases - the number 
of clinical cases of autism will exceed half of the population of several major world countries, and the 
likely effect of this will be a pronounced decrease of emotional intelligence, where patterns will not 
be possible to be seen using the rational mind alone, despite its tremendous intellectual progress. 
Philosophically speaking, it may be much more important to be capable of observing patterns using 
developed emotion, as wisdom arises from the heart. An excessive growth of the number of ASD 
cases may ultimately bring humans to behave more similarly to robots, as the discrepancy between 
rational and emotional intelligence would become tremendous. It seems that the solution is a robust 
update of the discipline of vaccinology in the manner of making such a trend ascending is the 
stimulation of the immune system to “learn” about each pathogen of individual and public health 
concern without directly offering it its genetic information and also without allowing the disease to 
cause further human and animal casualties. There seems to be a pronouncedly narrow window of 
opportunity to reach such an outcome, but the positive aspect is the fact that the resources required 
to build them are vastly bioavailable.  
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Figure 4. A comprehensive scheme involving the activation steps of the human reproductive 
hormones, from the adrenal glands to the gonads (Andrabi S. et al., 2017). 

There is an extensive and complex process leading to the production and secretion of a threshold 
level of testosterone and estrogen, and the balanced secretion rate of such hormones not only marks 
predisposition to healthy behavior and human interactions, but may also represent a major marker 
of a normal rate of prior neurodevelopmental rates. Disruptions of critical stages of development may 
result in the under-secretion or over-secretion of specific activators of steroid hormones, which in 
turn could considerably and sometimes severely affect the rates to which the final hormone products 
are synthesized. It is perhaps no coincidence that young men on the moderate and severe side of the 
autistic spectrum were shown to have overexpressed testosterone in their organism. An excess 
expression of testosterone has often been associated with higher extents of irritability, anger, 
aggression and with an increased incidence of romantic and sexual deviations, and this is partly 
explained by the link between excess testosterone and stronger animalistic instincts and inclinations. 
Both the structure and the function of the encephalon are highly complex and it may be wise to project 
that any form of neurodevelopmental delays that is more generalistic in nature will likely result in 
either the under-expression or the over-expression of at least a few of the factors that are in turn 
responsible with the adequate synthesis of gonadal hormones. As a result, it may be important to 
begin addressing the subtle, but significant risks that a potentially exponential growth of the number 
of clinically detected cases of autism spectrum disorder present in the long run for the stability of the 
healthcare and social systems, in spite of the tremendously benefactory roles high functioning autism, 
which is also known as the Asperger’s Syndrome, has played in shaping human intelligence, 
innovation, as well as moral and financial growth throughout society, particularly during the second 
half of the 19th century, when the number of people experiencing high functioning autism started to 
increase more sharply. It may be crucial to expose the potential fact that autism may also represent a 
“double-edged sword” with regards to the relationship between the functionality spectrum and the 
quality of cognitive and behavioral traits of the person in question. An unprecedented growth of the 
number of clinical cases may also result in a significant growth of the number of more severe cases, 
in which patients may not just display a decreased discernment, but also abnormalities in social, 
romantic and physical affinities that certainly require clinical attention. 
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It is known that teenagers normally are orientated towards teenagers and adults are oriented 
toward adults; a delay of such a perception would be catastrophic, particularly if this were combined 
with induced promiscuity-related impairments by severe neurodevelopmental delays, which are 
very often associated with the oversecretion of gonadal hormones as well. A higher rate of 
neurosteroid activity is associated with a higher ability of neurogenesis and neuroregeneration 
following brain injury. Promiscuity is a major byproduct of induced gonadal hormone 
hypersecretion, and represents a primary contributory factor leading to the progressive damage and 
destruction of the family, and it is also a primary contributory factor to the widespread phenomenon 
of abortions, which involve the loss of embryonic and fetal life, although in over 98% of the cases, the 
mothers are fully capable of leading the pregnancy to the moment of birth and they did not 
experience crime beforehand. The argument that the world cannot house many children is not only 
invalid, but highly inaccurate and inconsiderate, given the existence of widespread natural areas that 
are hardly populated by humans, and given the fact that many people wish to have a family, but are 
medically incapable of having children, respectively. Conclusive scientific evidence shows that 
human life begins at the moment of fertilization, which means that the loss of the living organism 
after that moment is the same as the loss of a baby’s life, if not even worse, as the foundation of human 
life would be much more directly targeted in the procedure of abortion, whether it would be done 
more or less consciously. One unethical act cannot make another unethical act any more ethical, 
despite the high genuine need of empathy and compassion in society. There can be no intersecting 
points whatsoever between empathy and unethical acts, especially if such an unethical act involves 
the loss of a child’s life, lest such “empathy” is insufficient, superficial and false. Despite the evident 
existence of good intentions, there is no assurance that such an “empathy” is ultimately profound 
and genuine, given the well-known saying that “The road to hell is often paved with good 
intentions.”. And finally, the argument that “abortion is solely healthcare” can be easily disputed, 
given the primary purpose of medicine of not doing any harm, and the fact that abortion directly 
harms and destroys in-vivo human life, which is whole from the moment of conception, and often 
harms the mother as well. Serious neurodevelopmental issues are often associated with a deficiency 
of pregnenolone. Applications of Nikola Tesla’s principles into electricity-based therapy, high 
frequency-based therapies using a number of models presented by Dr. Rife, Transcranial Magnetic 
Stimulation (TMS), the maintenance of a healthy diet, filled with minerals, as well as behavioral 
therapies, such as Cognitive Behavioural Therapy and Exposure and Response Prevention, seem to 
be significant starting candidates for the treatment of significant forms of neurodevelopmental 
delays. Interestingly, Dr. Rife had invented a machine that would transmit radiological frequencies 
into the human body, targeting the frequency of microbes infecting it, such as the Human 
Immunodeficiency Virus (HIV) to induce their death by means of biophysical micro intervention (The 
ALSUntangled Group, 2014). It is important to bring into discussion concerns with regards to 
increased risks of adverse events caused by the Rife machine for the purpose of experimental 
improvements, given a particularly high projected rate of benefit that the therapeutic method 
displayed during its initial stages of clinical trials. Of course, there are other important and equally 
effective approaches, such as Ultraviolet B radiation-based therapies, the administration of injectable 
compounds and supplements, such as cerebrolysin, and the addition of Prevotella bivia bacteria into 
the gut microbiota of the affected people. A potential solution to the problems that humanity may be 
facing in the future is a larger extent of exposure to natural factors that modulate key functions of 
both the central nervous system and the immune system. Furthermore, such a re-exposure of the 
human body to its natural origins may also open new windows of opportunity into nature-based 
innovations into medical research, given the tremendous biodiversity of the natural environment and 
the high probability of the existence of plants that contain ingredients of future therapies that 
humanity may have not imagined of yet. 

Conclusion 

The truth may not be in a thorough accordance with the perception of the academic and non-
academic bodies of the society alike. During the past several decades, the First World society has 
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experienced a constant and persistent decay, rather than an overall progress. Society did experience 
a scientific apogeum between the 1970s and the 1980s, when successful therapies against life-
threatening illnesses were distributed throughout the world and when high speed aircrafts had been 
successfully developed and brought into the military market. A potentially major factor of a long-
term scientific decay may represent the gradual subordination of mankind to technology, when 
technology is actually the by-product of the human imagination, which supported mankind in living 
in the fullness of the community without the help of advanced automation mechanisms. Sadly, 
journalism has not played a perfect role in shaping the domain of neuroimmunological research and 
innovation and certain mainstream platforms may sadly also have drifted public attention toward 
opposite extreme perspectives, instead of helping the audience focus on the balanced clinical and 
socio-political perspective. A possible solution to this dilemma is a transparent discussion about the 
matter, involving head scientific researchers and doctors from all sides of the argument. Only 
through an extensive and uncensored discussion, the truth can be reached and distributed widely. It 
is likewise important to emphasize upon the fact that solutions should be prioritized over problems 
and antagonistic approaches, just as the purpose of medicine is to repair wounds and faults within 
the human body, and not to create separation and factions, whether in the clinical world or in the 
general society. Vaccinology represents an unprecedented form of innovation in the medical world, 
and the high number of saved lives ought to be given credit to the inventions of Dr. Louis Pasteur. 
This paper does not endorse claims that have not been or that simply cannot be substantiated by 
scientific theories, principles and evidence, but aims to filter the evident benefits of immunization 
from the possible significant risks that are prevalently present in the cases of excessive immunizing 
doses given to children in critical stages of neuroimmunological development, suggests the 
performance of a risk assessment process with regards to an unrestricted number of traditional 
vaccine doses for other age groups and proposes updates that may be relevant to the current level of 
demand according to the present stages of microbial evolution in relation to vulnerabilities located 
within critical areas of human and animal innate immunity, which was ultimately demonstrated to 
contain its own memory. An inclusion of natural immunity in the focus of vaccinology-oriented 
research and innovation may represent an important part of the solution to provide people of all age 
backgrounds the necessary prophylaxis and treatment without encouraging genuine concerns 
regarding impact upon healthy neurological development to grow. Alongside the reverse of the 
effects hyper-industrialization has brought large proportions of the world population, a potentially 
major solution to the possible problem of long-term neurological adverse events following excessive 
immunization is the administration of fewer doses that support the production of immune memory 
against multiple pathogenic agents simultaneously. An inclusion of natural immunity into the 
domain of vaccinology could represent the missing puzzle piece the research community has seeked 
to find for a long extent of time. Furthermore, given the fact that natural immunity exists within 
adaptive immune components, the treatment of adaptive immune cells in advance could also 
constitute a major step of innovation to match the competence of immunization to the modern-day 
demands caused by advanced microbial camouflaging leading to unprecedented immune evasion 
and, consequently, to the onset and spread of life-threatening infectious diseases. The solution to the 
modern problems is not throwing out the baby with the bath water, by eliminating the risks with the 
benefits, but promoting the separation of the risks from the benefits with the best intellectual abilities 
and by reaching a high state of discernment during the process of scientific applications into decisions 
by the executive powers. Finally, intellectual abilities require to be in a harmonic relationship with 
emotional abilities and communication skills or else, the overall decision making system that is 
defined by the executive function of the brain may often become significantly impaired on a long 
term basis, and a continuous growth of the incidence curve in society may eventually lead to its low 
functionality and finally even to its implosion. 
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