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Neither the Pfizer/BioNTech nor the Moderna COVID-19 products have been approved or licensed by the U.S. 
Food and Drug Administration (FDA), having been authorized instead for emergency use by FDA under an 
Emergency Use Authorization (EUA) to prevent Coronavirus Disease 2019 (COVID-19) for use in individuals 16 
years of age and older. [1,2,3]  
 
The precautionary principle promotes transparency and the adoption of preventative measures to address adverse 
events (AEs) as risks to the public. It is vital that individuals are informed of potential risks before agreeing to 
participate in any medically-involved treatment program such as the roll-out of the Pfizer/BioNTech and Moderna 
products into the U.S. adult population and plans of continuing this roll-out into the juvenile population in May 2021.1 
 

1. TOTAL adverse event reports made in the context of COVID-19 products are atypically high 
Adverse event reports are currently at 252,523 (U.S. VAERS) and this number is increasing at an exponential rate. 
There are already FOUR TIMES AS MANY total reports as of May 28th, 2021 (Figure 1, right) than for the ENTIRETY of 
the VAERS reports collected from last year.  
 

   
Figure 1: Time series plots showing VAERS reports by year with trendline in blue (left) and showing cumulative 
VAERS reports associated with the COVID-19 products for the year 2021 (right). Data contains VAERS reports 

processed as of 5/28/2021. 
 

1.1 Children aged 12-18 are experiencing severe adverse events with CARDIOVASCULAR AEs occuring in 17% 
of this subpopulation 

 
Children aged 12-18 comprise 3.4% of the total VAERS population with 58% comprising females. Of these 8500 
children, 9 (0.1%) have died, 846  (10%) have experienced a severe adverse event resulting in hospitalization or 
debilitation. 1463 (17%) have experienced cardiovascular AEs, 437 (5.1%) have experienced a neurological AE and 
928 (11%) have experienced an immunological AE. 26 (0.3%) of the young women in this subset have experienced 
female reproductive issues. 18 (0.2%) have succumbed to a breakthrough COVID-19 infection and none have died 
from a breakthrough infection to date. 
 

 
1 The National Childhood Vaccine Injury Act of 1986 (NCVIA) requires health care providers and vaccine manufacturers to report to the DHHS 
specific adverse events following the administration of those vaccines outlined in the Act.[1] 
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Figure 3: Histograms showing distributions of categorized AEs by age. 

 
Figure 3 shows the distributions of each AE category by age. The data is skewed toward the upper range of the age 
set and this is statistically significant (I>1). It appears from this data that young people over the age of 15 are 
experiencing and reporting AEs at significantly higher rates (p<0.001) than their younger counterparts. What is truly 
striking are the high number of reports of cardiovascular AEs. Children are not at high risk for cardiovascular 
ailments2, but appear to be at risk in the context of these COVID-19 injections. 
 

1.2 The injections are likely causing the AEs 
 
Reporting AEs that occur in temporal proximity to injection of biological material into humans is critical and serves 
as an early warning system for adverse events not detected during pre-market testing of such products.[4] It is 
especially relevant in the context of technologically novel treatments in the experimental phase of development such 
as the Pfizer/BioNTech mRNA injectables.  
 

 
 

Figure 4: Plots showing percentages of VAERS IDs as per cardiovascular, neurological and immunological AEs and 
the total SAEs and Female Reproductive Issues against the number of days following injection. 

 
 

 
2 https://www.cdc.gov/heartdisease/heart_attack.htm 

Observed 
Expected 5.0%/day (p<<0.001) 

Observed 
Expected 6.5%/day (p<<0.001) 

Observed 
Expected 4.8%/day (p<<0.001) 

Observed 
Expected 4.1%/day (p<<0.001) 
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Expected 6.9%/day (p=0.9) 
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Analysis of adverse event data suggests that these products are likely the cause of female reproductive issues, the 
breakthrough infections and the cardiovascular, neurological and immunological AEs. 3  What is striking is the 
extremely high percentages of reports made within 24 hours of the injections in the cardiovascular, neurological and 
immunological AE categories. In each case, over 80% of events occurred and reports filed on the same day of the 
injections.  
 
Th be clear, a causal effect means that a change in one variable leads to change in another variable. If the 
cardiovascular AEs, for example, following COVID-19 injections are not causally-linked, then the reported percentages 
of these AEs should be equally distributed across days following injection: there should not be an excess of reports 
on days 0, 1 and 2, yet there are. Chi-square tests confirm association for each AE group with p-values less than 0.001 
in each case. If risk is not accentuated by some immediate factor temporally, then that risk should necessarily plateau 
or diminish each day. 
 
The null hypothesis holds that in the absence of causality, the distributions of AE reports should be even about the 
y-axis: there is an equal chance of the event occurring at any point following, or even before, the injection date. This 
is not the case and thus the null hypothesis is negated. The evidence for causation in this data is strong and in addition 
to this evidence, the Bradford Hill Criteria are satisfied.4 
 

2. The potential disruption of the Renin-Angiotensin-Aldosterone System 
Messenger RNA (mRNA) platforms are new in medical microbiology and have never before been implemented for 
use in human subjects on a global scale in the context of viruses. mRNA stands for messenger RNA and is the coding 
template for a protein. All living things use it for production of these building blocks of life. In the context of the 
Pfizer/BioNTech and Moderna products, the mRNA encoding the pre-fusion spike protein, which is the protein on 
the surface of the coronavirus that is used for binding and infection of host cells, is wrapped in a lipid-nanoparticle 
(LNP) shell to enable stable introduction to host cells via intramuscular injection. It is currently not known how long 
the mRNA remains for the purpose of production and presentation of spike proteins to specialized cells to induce a 
specific immune response against them. The protein on the surfaces of human cells that the spike protein binds to 
in order to infect the cell is called Angiotensin Converting Enzyme-2 (ACE-2). ACE-2 is an enzyme that acts to regulate 
the Renin-Angiotensin Aldosterone System (RAAS) to decrease blood pressure to normal levels are to maintain 
electrolyte levels at normal-functioning values, and can act in both membrane-bound and soluble forms. This protein 
is commonly expressed in many cell types distributed all over the body and is primarily associated with enterocytes 
which are specialized cells in the epithelium.5 It is an essential component of the RAAS: an essential system in every 
human being. In the presence of SARS-nCoV-2 virions (viral particles), it is known that the binding sites of ACE-2 
proteins are occupied by the SARS-nCoV-2 viral particle via the spike protein. This can result in dysregulation of the 
RAAS which would clinically manifest as hypertensive disorders, fibrosis or problems with any one of the organs 
involved with the system and/or the arteries.[56] These problems are matching the AEs that are being reported at 
record rates.  
 
There is increased activity of the RAAS in infancy and childhood.[6] The effects of both SARS-nCoV-2 and the spike 
protein as an injectable immune system stimulant, on the RAAS, are currently being investigated. It has been shown 
that the presence of SARS-nCoV-2 and the spike protein on its own induce ACE-2 expression downregulation and 
cause damage to vascular endothelial cells.[56] This means ACE-2 is less prominent on the surfaces of cells and 
subsequently, less prominent in soluble form. This downregulation of ACE-2 naturally means is that there are fewer 
binding sites to occupy with respect to ACE-2, both in membrane-bound and soluble forms of the protein. In the 
presence of a protein, like the spike protein, that binds ACE-2 with high affinity (very strongly), it is easy to envision 
competitive inhibition for binding sites arising. Thus, in the presence of high levels of spike proteins, even fewer ACE-

 
3 A study of the U.S. Vaccine Adverse Events Reporting System (VAERS) of the COVID-19 Messenger ribonucleic acid (mRNA) biologicals. Dr. 
Jessica Rose. Science, Public Health Policy, and The Law. Volume 2:59–80, May, 2021, Clinical and Translational Research 
4 The Bradford Hill criteria, otherwise known as Hill's criteria for causation, are a group of nine principles that can be useful in establishing 
epidemiologic evidence of a causal relationship between a presumed cause and an observed effect and have been widely used in public health 
research. They were established in 1965 by the English epidemiologist Sir Austin Bradford Hill. 
5 A thin, continuous, protective layer of cells that line the outer surfaces of organs and blood vessels throughout the body, as well as the inner 
surfaces of cavities in many internal organs. Wikipedia reference. 
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2 binding sites would be available to exert their inherent purpose and subsequently, an overactive RAAS would ensue 
accompanied by fibrosis in many sites. In individuals who already have an overactive RAAS, such as many of our 
elderly with clinical manifestations of hypertension, the obese and pregnant women and children [6,57,58,59], this 
would result in an even more overactive RAAS due to the enhanced lack of readily-available ACE-2 to close the RAAS 
loop. The spike protein alone can also impair Nitric Oxide (NO) bioavailability and inhibit mitochondrial function.[56]  
 
It is interesting that children are not suffering serious pathologies or death and this is likely due to robust and healthy 
innate immune responses as part of a balanced and fully-functioning immune system. This would result in a low viral 
burden and thus less ACE-2 binding due to infrequency of SARS-nCoV-2 spike protein and thus no serious clinical 
complications both in the context of the infection and in the context of the RAAS. The take home message on this 
point is that further studies are required prior to further experimentation in the human population. We simply do 
not know enough on this particular subject yet. 
 

3. We inherently have effective natural host defenses!! 
Effective antiviral responses against the SARS-nCoV-2 virus in the form of both cellular and humoral immune 
responses have been reported in peer-reviewed studies.[39-44] Because of the combination of a low Infection 
Fatality Rate (IFR) of 0.15% indicating effective and robust immune responses, it remains unclear why multiple 
experimental mRNA vaccines have been fast-tracked through conventional testing protocols and are currently being 
fast-tracked through production and administration into the public. What is even more unclear is why these products 
are being pushed into young demographics since these demographics do not suffer serious pathologies from COVID-
19, as a general rule. The mortality rate from COVID-19 in children 17 and under is 0.06%, as per the CDC reports. 
With repurposed drugs like Chloroquine and Ivermectin showing extremely positive results in patients [20-30], it is 
also unclear why these drugs are not being more extensively promoted as effective tools in the fight against this virus. 
One looming possibility is that EUA is not permissible if FDA-recognized effective treatments exist. Newer to the 
market of COVID-19 treatments are Nitric Oxide products shown to be 100% effective at reducing viral burden.6[54, 
55] 
 
A healthy immune system is the best weapon we have against pathogenic organisms. It is vital that the public is made 
aware that the immune system cannot function optimally in the context of Vitamin D deficiency so it is recommended 
to check Vitamin D levels regularly, especially if you live in sun-deprived climate, and to supplement when necessary. 
A vitamin D level of 20 ng/mL or higher is considered to be a non-deficient level.[7] 
 
Functioning and balanced systems are essential to health and this should be highly promoted by governing agencies, 
both as a rule of thumb, and especially in the context of a pathogen that we know uses the ACE-2 protein as receptor 
to bind and enter host cells to infect them. In the context of a balanced and functioning immune system and RAAS 
system, SARS-nCoV-2 does not impose a threat to the majority of humans. One way to ensure a disease state is to 
maintain a chronic imbalance in any one of these essential systems. One way to potentially induce an imbalance in 
the RAAS is by saturating it with a protein that binds one of its essential components. It is very concerning to me that 
millions of individuals have already had the coding material for the SARS-nCoV-2 spike protein injected into their 
bodies. The implications for the RAAS, even in individuals with functioning and balanced RAAS, are potentially serious 
and unknown at this point in time. It is imperative that further studies on the relationship between the spike protein 
and the RAAS are completed before any further roll-outs continue. The implications in the context of pathogenic 
priming are also serious and this also requires further study prior to advancement of any roll-out of these products. 
Safety is always a point of relevance with regards to new biological agents. Considering that no long-term studies 
were completed prior to the global-roll of these products, and the exponential rise of AEs, safety is certainly being 
called into question.  
 
Also considering the fact that children are not in a high-risk group with regards to mortality, epidemiological and 
immunological evidence, there is absolutely no reason to put children at risk. These data clearly point to risk and 
again, this is VERY early data.  
 

 
6 See Bellerophon Therapeutics and Vero Biotech 
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