
GreenMedInfo
Published on GreenMedInfo (https://greenmedinfo.com)

Myocarditis: Once Rare, Now Common
Posted on: Monday, January 9th 2023 at 11:45 am
Written By: Orthomolecular News Service [1]

Orginally published on www.orthomolecular.org [2] by Thomas E. Levy, MD, JD

As an actively practicing clinical cardiologist for many years in three different communities, I knew
about myocarditis. I just never saw it. Quite literally, I recall seeing ONE young woman who
presented with a picture of acute congestive heart failure, and her echocardiogram study revealed a
big and poorly contracting heart. Such a condition is diagnosed as an idiopathic congestive
cardiomyopathy, which basically means the heart is enlarged and functioning very poorly, and you
have no idea why. After treating her with traditional measures for congestive heart failure, she
started getting better. To my great surprise, after six to nine months of follow-up, her
echocardiogram had returned to normal.

Retrospectively, it was then clear that she had likely contracted a virus that focused on her heart.
The virus-induced inflammation [3] in her heart muscle cells then decreased the strength of her
heart contractions to the point of clinical heart failure with heart enlargement. Presumably, her
young immune system eventually "kicked in" and eliminated the viral culprit. Even as a clinician who
also received many patients in consultation from other doctors, she represented the entirety of my
cases of myocarditis. And at that, the diagnosis was only a retrospective conclusion.

COVID and Myocarditis

Today, the active clinical cardiologist is seeing myocarditis patients on a regular basis. The scientific
literature indicates that myocarditis is occurring quite frequently in patients harboring the chronic
presence of the COVID [4]-related spike protein. This is being seen in many individuals with
persistent chronic COVID, many of whom have been vaccinated, as well as in a substantial number
of individuals who have been vaccinated and have never contracted COVID. [1-4] [5] A study in mice
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showed that the injection of the mRNA vaccine (which produces the spike protein) reliably induced
myopericarditis. [5] [6] Regardless of the initial source of exposure to spike protein, it appears to be
the reason for the pathology and symptoms seen in chronic COVID. [6] [7]

While not yet clearly documented by any well-designed studies in the medical literature, a great deal
of anecdotal information indicates that vaccine mRNA shedding can occur. And once transmitted,
the mRNA directly leads to spike protein production. [7] [8] Such mRNA shedding means that the
spike protein is indirectly, if not directly as well, transmissible from one individual to another via
inhalation or various forms of skin contact. In fact, Pfizer's own internal documents advise about the
possibility of "environmental exposure" by "inhalation or skin contact" of the mRNA in the vaccine
being transmitted from a vaccinated individual to another person. [8] [9] Furthermore, while many try
to dismiss such an "exposure" as too minimal to be of clinical consequence, such an assertion
cannot be assumed to be true when dealing with an agent (spike protein) that appears capable of
replication once it gains access to the body. The toxicity associated with spike protein would not be
due to a one-time exposure, but one that could persist indefinitely because of this ability to replicate.
A toxin that has such an ability is truly a clinical nightmare. It is never a good idea to overestimate
the integrity of the pharmaceutical industry. [9] [10]

The spike protein is the part of the COVID pathogen that facilitates its entry into various cells in the
body. [10] [11] This cellular entry occurs after the spike protein binds to ACE2 receptors present on
the cell membranes found in a wide variety of tissues and organs. Spike protein binding to ACE2
receptors in the lungs, heart, and blood vessels has proven to be of particular importance in
determining the severity of many COVID infections as well as the nature of the side effects seen
following a spike protein vaccination [12]. Deaths and severe complications have also resulted from
vaccine-induced thrombosis occurring in the cerebrovascular circulation. [11,12] [13] Autopsy
evaluation of multiple vaccinated individuals who died shortly after receiving their vaccinations
revealed acute myocarditis as the only logical cause of their deaths. [13] [14]

Sufficient spike protein binding to ACE2 receptors on the endothelial cells lining the blood vessels
has consistently resulted in increased blood clotting. Such clots are tiny in some people, which can
then lead to various degrees of tissue and organ damage depending on how severely overall blood
flow is impaired to those areas. [14,15] [15] Other clots can rapidly increase in size and result in
sudden death. [16] [16] Spike protein can activate blood clotting by binding directly to the ACE2
receptors of platelets in the blood. [17,18] [17] Also, circulating spike protein that has not yet been
bound appears to stimulate hypercoagulation as well. [19] [18] Of note, both Pfizer and Moderna
appear quite proud to assert that their final formulations supply the "full-length" spike protein in the
injections.

Myocarditis, which simply means inflammation of some or all of the muscle cells in the heart, can
occur when the spike protein binds to the blood vessels in the heart, to the muscle cells themselves,
or both. [20] [19] Even when the myocardial blood vessels get more selectively targeted,
inflammation of the heart muscle itself will still eventually ensue as the circulation of the heart gets
progressively impaired by blood clotting and/or by an increased resistance to blood flow resulting
from inflammation-induced vasoconstriction. Pre-pandemic myocarditis (cases not related to a spike
protein presence) generally did not involve any predisposition to blood clotting in addition to the
inflammation of the affected heart muscle cells.

Myocarditis presents no diagnostic challenge when it presents in its classical manner. Chest pain
and rapid heart rate are often the earliest symptoms. If the myocardial inflammation is evolving
rapidly, symptoms of congestive heart failure, including shortness of breath and swelling of the
lower legs, can occur as well. Not uncommonly, an upper respiratory tract viral infection will be
present or there will be a history of such an infection having recently resolved. Chest X-ray,
electrocardiogram (ECG), and echocardiogram can all be used to help establish the diagnosis. An
elevated troponin level on blood testing is extremely sensitive in picking up any ongoing heart
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muscle cell damage, and some elevation of this test will always be seen if any significant
inflammation is present in those muscle cells.

Any continued elevation of troponin in the blood, however minimal, must be regarded
with significant concern, even if there appears to be a complete clinical resolution of the
myocarditis. Everyone should have this test done, even if they are feeling perfectly well,
to both establish a baseline within the normal range or to detect any unsuspected low-
grade myocardial inflammation.

The very high sensitivity of the troponin test has revealed that there are countless numbers of
people post-COVID infection and/or post-vaccination that are continuing to have sustained
subclinical degrees of myocardial inflammation. No matter how minimal the elevation of the test, any
increase means that a gradual and continued loss of heart muscle function will occur over time. It
also means that the heart is highly susceptible to an acute and potentially severe worsening of heart
function when an additional exposure to more spike protein occurs, as is seen with the booster
shots being vigorously promoted now. A heart with a minimal elevation of troponin is literally the
perfect setting for a catastrophic clinical response when an additional spike protein-laden injection is
given, much like what gasoline would do to smoldering coals. Not surprisingly, it has been shown
that COVID patients with higher troponin levels were more likely to die than those with lower
levels. [21] [20]

Many abnormal troponin tests eventually resolve completely and many do not. The quality of
nutrition, the strength of the immune system, and the quality of the nutrient/vitamin/mineral
supplementation being taken are all critical factors in determining whether a minimal, subclinical
degree of inflammation in the heart is capable of completely resolving with a return of the troponin
level into the reference, or normal, range. With much of the world eating poorly and not
supplementing at all, there is an ongoing presence of the spike protein in a very large number of
people around the world. Clinical myocarditis is simply an advanced state of inflammation in the
heart, with much higher levels of troponin being released into the blood. Cardiac injury was detected
in 20% to 40% of patients hospitalized with COVID. [22,23] [21] Any troponin elevation in hospitalized
COVID patients was associated with an increased mortality. [24] [22]

Troponin testing is currently the most important and widely accepted way to determine whether a
suspected heart attack has occurred, with the troponin being released into the circulation as the
heart muscle cells die. [25] [23] Some degree of myocardial injury is felt to be present when any
troponin level is detected beyond the 99th percentile upper reference limit, whether in the context of
a suspected heart attack or the possible presence of any inflammation in the heart. [26,27] [24] Even
an increase in baseline troponin levels that remains below the established upper limits of normal
has been shown to be significantly associated with increased mortality after noncardiac
surgery. [28] [25] Baseline troponin testing is a good idea for everyone, since normal ranges can vary
from lab to lab, and because it appears myocardial injury can still be present when the troponin level
rises significantly from a baseline point but remains short of the upper reference limit. [29] [26]

The importance of the most minimal of troponin elevations has been established in several studies
looking at the relationship of pre-operative troponin levels with long-term mortality following
noncardiac surgery. Compared to patients with no troponin elevation, a significant increase in 30-
day mortality was seen in patients having minor troponin elevations following noncardiac
surgery. [30,31] [27] Another similar study found over a doubling of the mortality rate when the two
patient groups were evaluated at three years following the noncardiac surgery. [32] [28]

In a recent Swiss study yet to be published at the time of this writing, troponin levels were measured
on 777 hospital employees who received a booster injection after having received two shots
previously. On the third day after the booster, troponin levels above the upper limits of normal were
seen in 2.8% of those subjects. By the next day, half of the elevated troponin levels had come back
into the normal range. [33] [29] Longer-term follow-up data was not available. This study raises more
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questions than it answers. What would the troponin levels have been at one day post-injection? Did
the troponin levels still elevated at day four post-injection resolve completely? If so, how long did
that take to occur? Rather than be concerned that some myocardial damage was done by the
vaccine, which is openly acknowledged in the study, it is dismissed as being of no importance since
half of the elevated troponins resolved 24 hours later. And, as with all of the current papers
downplaying the significance of any vaccine side effect, however significant, the authors always
conclude that the vaccine is doing much more good than harm without any further qualification as to
why such a conclusion is valid.

Having even the most minimal elevation of troponin not only raises the concern of some collective
long-term heart damage, or the ease of having a "re-flaring" of inflammation with new spike protein
exposures, as from a booster shot, it also raises the concern of electrical instability in some of the
inflamed myocardial cells. There is always a possibility of electrical instability in any inflamed
myocardial muscle cells, as it is their normal physiological nature to transmit electrical impulses
from one cell to the next. Because of this, stressful events that release surges of adrenalin and
catecholamines in the circulation, as is seen with peak physical exertion, can readily provoke such
electrically unstable cells into starting, and sustaining, an abnormal heart rhythm. Literally hundreds
of European soccer players have died or collapsed on the field of play in the last two years. Of note,
they have not been seen to collapse while standing or sitting on the sidelines. Similarly, any pilot
with even a minimal but otherwise symptom-free elevation of troponin can potentially sustain such a
life-threatening arrhythmia when a significant stress-provoking emergency arises in the cockpit.

However, regardless of any benefits a COVID vaccine might have on the overall morbidity and
mortality on those receiving it, it completely ignores that MANY effective treatments have emerged
that either prevent most cases of COVID or readily cure them when properly applied after the
infection has been contracted. [34-38] [30]

With the availability of effective treatments, no vaccine side effect, especially one that
has already resulted in many deaths, should be tolerated, unless the vaccine candidate
is fully aware of all possible side effects and chooses not be bothered with measures
proven to prevent and/or treat the infection.

To date, every vaccine that has ever existed has a significant side effect profile. This information,
along with a full disclosure of effective non-pharmaceutical therapies for the condition the vaccine is
supposed to prevent, should always be afforded to both physicians and their patients.

It is important to realize that most of the tissues and organs of the body do not have reliable
laboratory markers indicating the presence and degree of ongoing spike protein damage. Tracking
heart damage with troponin levels makes this organ relatively unique in this regard, and since ACE2
receptors are present in most organs and tissues, any continued elevation of troponin can also be
considered a reliable indicator that spike protein damage is occurring in organs and tissues outside
of the heart. Spike protein would be expected to bind ACE2 receptors wherever it finds them, and
such binding would always be expected to cause cellular inflammation and damage. Blood testing
for natriuretic peptides also reflects myocardial damage, but the primary focus should remain on
troponin testing and doing whatever is necessary to return that test into the normal range. [39-45]
[31]

COVID, Arrhythmias, Heart Block, and Pilots

As would be logically expected, any agent that can cause inflammation in the heart would also be
expected to sometimes involve the cells in the heart that generate and conduct each electrical spark
that initiates every contraction of the heart. As myocarditis can be patchy and not affect all of the
heart muscle cells uniformly, heart rhythm problems are not always part of the clinical presentation
of myocarditis. However, various degrees of heart block have been reported because of the COVID-
19 infection and/or because of the COVID-19 vaccination. [46-51] [32]
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A new condition known as multisystem inflammatory syndrome in children (MIS-C) has emerged
since the onset of the COVID pandemic, appearing primarily in advanced COVID infections. [52,53]
[33] MIS-C, and MIS in adults, simply means the COVID infection has resulted in a widespread
amount of inflammation in the body, often involving the heart and the lungs. Minimal to advanced
heartbeat conduction problems have occurred secondary to MIS-C, ranging from the often-
innocuous prolonged PR interval (see below) on the ECG to advanced and potentially life-
threatening degrees of AV block. [54,55] [34] When heart function is normal, the AV node allows a
rapid conduction of the heartbeat throughout all of the heart muscle cells so that heart muscle
contraction is synchronized and optimally efficient. AV block results in an abnormal slowing of the
heart rate and sometimes fatal secondary arrhythmias, including complete stoppage of the
heartbeat (asystole). It appears likely that the spike protein can damage the heart at any age, and
that the spike protein can be present because of the infection itself and/or the vaccination targeted
at the infection.

The PR interval is the amount of time that the heartbeat takes to traverse the atrial chambers in the
heart before reaching the conduction-accelerating AV node. The normal PR interval ranges from
0.12 to 0.2 seconds. In younger individuals, especially well-trained athletes, a PR interval greater
than 0.2 is usually completely normal. However, when PR interval measurements have always been
0.2 or less and then start to lengthen as an older adult, there should be significant concern that the
aging conduction system might manifest more significant conduction abnormalities in the future.

In the setting of the pandemic, it is of particular concern when PR interval prolongation is seen for
the first time following a bout of COVID and/or following a vaccination. This is a clear indicator of
new inflammation in at least some of the heart cells, however minimal it may be. Regardless, it
should not just be assumed to be of no importance. All disease has a spectrum of pathology, and
the earliest stages of pathology should never be trivialized. [56] [35] In a Harvard study that extended
over a 30- to 40-year period, it was found that individuals with PR intervals greater than 0.2 seconds
had twice the risk of atrial fibrillation, three times the risk of needing a pacemaker (meaning the
presence of advanced degrees of heart block), and nearly a one and a half times increase in all-
cause mortality. Furthermore, greater degrees of PR interval prolongation led to an even greater
risk. [57] [36]

However, ignoring the inherent pathology in a pandemic-induced prolonged PR interval is exactly
what the Federal Aviation Administration (FAA) appears to have done. Facing a shortage of pilots
due to both the vaccine requirement it initiated during the pandemic for the pilots to fly, along with
many early retirements that resulted, the FAA decided to change the rules, disregarding long-
standing parameters of normalcy based on medical science and not convenience. The FAA has
now declared a PR interval of 0.3 seconds to be the "new normal" in the FAA Guide for Aviation
Medical Examiners as of October, 2022. The October, 2021 standards asserted the PR interval was
normal only at 0.2 seconds or less. When the pilot has "no symptoms" he or she can now obtain
clearance to fly with a PR interval of 0.3 or less. And when that interval is greater than 0.3, a
"current Holter and cardiac evaluation" are then required. Considering that the normal PR interval
ranges between 0.12 and 0.20 seconds, an interval of 0.3 seconds represents a "permissible"
increase in this interval by over 100% relative to the low normal interval of 0.12 seconds. This is not
a nominal increase in PR interval, but a very large one.

Even now, a treadmill exercise stress test is not required to receive medical clearance to fly, even
for commercial pilots. This is simply not a safe policy by the FAA and arguably a shocking one, as
many pilots are in the age range when heart attacks occur without any early symptoms but with a
normal ECG, the ECG being the only mandatory heart-related test. Roughly a third of all deaths
around the world are due to cardiovascular disease. And in western countries sudden cardiac death
occurs in about half of all coronary artery disease patients. [58,59] [37] Much more vigorous cardiac
evaluations should be performed in prospective pilots, and repeated at appropriate intervals. A
normal ECG means a heart attack has not occurred, nothing more. A fatal heart attack from very
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advanced coronary artery disease could occur 10 minutes after the normal ECG was recorded. No
pilot should ever fly when there is a persistent elevation of troponin levels and/or D-dimer levels
(see below). It is irrelevant that the pilot might feel well, have a normal ECG, and have no clinical
evidence of myocarditis.

COVID, Blood Clots, and D-dimer Levels

A D-dimer blood test is a measure of the degree to which blood clots already formed are breaking
up (lysis) and releasing those breakdown products into the blood. It is not a measure of how prone
the blood is to clotting in the first place (increased coagulability). However, it is a very sensitive test
that will always be elevated when increased blood clotting is taking place, since those clots must
still be broken down to keep the circulation from shutting down. Except when elevated in the setting
of a very minimal number of chronic diseases, an elevated D-dimer test very reliably means there
are blood clots breaking up because too many new blood clots are continuing to be formed. Only
rarely is significant thrombosis [38] seen in the absence of an elevated D-dimer level. [60] [39]

In the setting of the pandemic with a history of active or chronic COVID infection, as well as a
history of having had one or more vaccinations, an elevated D-dimer test is always a cause for
GREAT concern. It is clear-cut evidence that there is an ongoing spike protein presence binding
ACE2 receptors in the inner lining (endothelium) of blood vessels in the body, resulting in platelet
activation and subsequent blood clotting. [61] [40] Blood clots can range from microscopic to
massive. Such clotting can also be part of a myocarditis presentation, although not necessarily so.
Certainly, having both an elevated troponin level and an elevated D-dimer level is especially
worrisome and warrants prompt treatment in order to normalize the pathology causing them.

Both the COVID vaccine and the COVID infection have been documented to cause increased blood
clotting and thrombosis. [62,63] [41] Viral infections in general have also been found to cause
abnormal blood clotting. [64] [42] In critically ill hospitalized COVID patients, elevated D-dimer levels
were found about 60% of the time. [65] [43] Not surprisingly, the longer that D-dimer levels remain
elevated in COVID patients, the greater the morbidity and mortality. [66-68] [44] Similarly, the higher
the D-dimer level on hospital admission for COVID, the greater the chances of in-hospital
mortality. [69] [45]

When the underlying infection or other pathology can be resolved, D-dimer levels will generally
resolve as well. If a thrombotic event occurs, resolves, and has no ongoing underlying pathology, D-
dimer elevations will generally persist for only a few days before returning to normal. Chronic
COVID infections often demonstrate persistent blood clotting problems. In one study, 25% of a
recuperating group of COVID patients who were four months past the acute clinical phase of their
infections demonstrated increased D-dimer levels. Also of note, the other common laboratory
parameters of blood clotting had already returned to normal in over 90% of the patients, indicating
the sensitivity that D-dimer testing has for detecting the blood clotting pathology. These other tests
included prothrombin time, partial thromboplastin time, fibrinogen, and platelets. Even C-reactive
protein and interleukin-6, tests that track inflammation, had typically also returned to normal. [70] [46]

Platelet levels generally drop in the blood at the same time D-dimer levels are increasing, as they
are consumed in the formation of the blood clots. [71] [47] A post-COVID vaccination syndrome
known as vaccine-induced prothrombotic immune thrombocytopenia (VIPIT) with these laboratory
findings has been described. [72-75] [48]

While the pandemic has given more attention to D-dimer testing than it ever had before, other
conditions can cause a D-dimer elevation. [76] [49] However, anyone today who is not acutely ill but
found to have an elevation of their D-dimer levels is likely suffering from the consequences of
persistent spike protein presence in their vasculature, whether due to lingering COVID infection
and/or due to having received one or more COVID vaccinations. And even if such an individual
never had COVID or received a vaccination, an extensive medical evaluation is warranted, since a
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D-dimer elevation is never normal. A persistently elevated D-dimer levels should never be dismissed
as inconsequential just because the patient feels well.

Therapeutic Recommendations

Quite simply, the goal is to normalize both troponin and D-dimer levels in everyone under treatment.
This can be more difficult to achieve in older patients with chronic medical conditions that are being
clinically managed. But a concerted effort should still be made at the outset to normalize these
tests.

Nearly all of the elevated troponin and D-dimer levels at this point in the pandemic will be secondary
to persistent spike protein presence in the body following COVID infection, one or more COVID
vaccinations, or both. The likely ease of spike protein transmission also means there will be some
individuals who have elevated test levels without having knowledge of ever having been infected,
and without a history of vaccination. In other words, these tests should be performed in
everyone at this point in time, and any elevations should be aggressively treated. And if those tests
are completely normal, they will still serve as excellent baseline data when dealing with future
medical conditions or infections, COVID-related or otherwise.

There is no one set protocol for dealing with a persistent spike protein syndrome with
elevated troponin and/or D-dimer levels. Some individuals will respond quickly and
regain a normal health status after relatively minimal measures are taken. Others will
require very aggressive and prolonged treatments, and still others will simply not
normalize regardless of what is done. In younger patients, the inability to regain a normal
health status should be extremely rare, especially when a quality regimen of nutrients,
vitamins, and minerals is being introduced for the first time.

The following recommendations apply to an individual with elevated troponin and D-dimer levels, or
with either one elevated and the other normal. Specific reference ranges, or normal ranges, for
these tests should come from the laboratory running the tests, since significant variation in these
ranges can be seen from one testing source versus another. These recommendations apply to both
the clinically normal individual and someone who is suffering from chronic COVID or any of a variety
of nonspecific symptoms. This protocol, and all variations thereof, should be administered with the
guidance of a licensed healthcare professional.

1. Intravenous vitamin C, dosed roughly between 50 and 150 grams (1 gram/kilogram body
weight), infused over 60 to 120 minutes. Add 25 mg of hydrocortisone to each IV. If not
available, take 50 mg of hydrocortisone orally about one hour before start of infusion.
Also add 500 to 1,500 mg of magnesium chloride to each IV bag. For more information
on vitamin C administration: [77] [50] 

Alternatively, take 5 packets of LivOn Labs liposome-encapsulated vitamin C orally three
times daily. [78] [51] If available take 10 to 20 mg of hydrocortisone orally with each dose.

Alternatively, 2 to 4 grams of sodium ascorbate in juice three times daily with 10 to 20
mg of hydrocortisone with each dose.
 

2. Follow each vitamin C infusion with a separate infusion of methylene blue [a potent anti-
pathogen proven to be of great benefit even in the most advanced stages of
COVID] [79-84] [52]:

50 mg of MB in 250 ml of 5% dextrose solution can be infused over 30 to 45 minutes.

Alternatively, 50 mg of MB can be taken orally each day of vitamin C administration. 5 ml
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of 1% MB solution in juice (tomato a good option). Taking through a straw avoids
temporary teeth and tongue staining. Prompt administration of 3% hydrogen peroxide
removes skin stains.
 

3. Hydrogen peroxide nebulizations as tolerated to eliminate low-grade colonizations of
COVID and other pathogens in the aerodigestive and lower digestive tracts. [85] [53]

Any, or all, of the following nutrient/vitamin/mineral supplements for general support of long-term
health: [86] [54]

Vitamin C
Magnesium chloride
Zinc and quercetin
Vitamin D
Vitamin K2
Olive leaf extract
Multivitamin, multimineral preparation that has no added calcium, iron, or copper
Nattokinase, lumbrokinase, and/or serrapeptase to minimize any future blood clotting
problems

At the discretion of the healthcare professional, any of the following measures can be added:

Ozonated blood or ozonated saline infusions
Ultraviolet irradiation treatments of the blood
Intravenous infusions of hydrogen peroxide
Hyperbaric oxygen treatments
Chlorine dioxide treatments
Hydroxychloroquine or chloroquine
Ivermectin

Any modifications of these treatments, along with deciding how long they should be continued, must
be determined on an individual basis with the help of the chosen healthcare professional working
with the patient.

Recap

Myocarditis was once rare. Because of COVID vaccines and COVID itself, myocarditis has become
genuinely common. The troponin test has shown that there are many individuals who continue to
have low-grade myocardial inflammation after a return to clinical normalcy. This makes such
individuals ticking time-bombs ready to develop a serious worsening of their underlying pathology
when a booster shot is received or a recontraction of COVID or one of its variants occurs. The
persistent inflammation in the heart means there is a persistence of the spike protein in that organ
and very likely through much of the body. This sets the stage for a sudden and dramatic decline in
health when more spike protein is administered or allowed to be replicated in the body.

Elevated D-dimer levels indicate an overactive state of blood clotting in the body, and when these
levels remain elevated, the long-time prognosis is likely very poor in terms of morbidity and early
mortality.

Heart rhythm problems and heart block can occur when troponin levels remain elevated. The FAA is
currently changing its rules to allow more pilots to fly who have PR interval greater than 0.3
seconds, a development that should be of great concern to all who fly. PR intervals that lengthen in
the older population can presage significant heart problems, including early death. Science should
never be displaced by political expedience and the need to make ever greater amounts of money.
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Any persistent elevations of troponin and D-dimer tests must be treated with the goal of normalizing
them completely. Obviously, this is especially important in the pilot population. Measures to
accomplish this along with recommended types of long-term supplementation are discussed.

(Cardiologist and attorney-at-law Thomas E. Levy is a Contributing Editor for the Orthomolecular
Medicine News Service. Dr. Levy serves as a consultant to LivOn Labs. He may be contacted
at televymd@yahoo.com)
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Had enough of vitamin-bashing newspaper, magazine and TV reports? Then you might want to sign
up for the ORTHOMOLECULAR MEDICINE NEWS SERVICE [138] (OMNS). Like the Associated
Press or Reuters, OMNS is a wire-service style news feed directed to members of the press, radio
and TV news media. The difference is that OMNS tells it like it really is: vitamin therapy saves lives.
Sign up for the email: https://orthomolecular.org/subscribe.html [139] and also 

Disclaimer: This article is not intended to provide medical advice, diagnosis or treatment. Views
expressed here do not necessarily reflect those of GreenMedInfo or its staff.

Source URL: https://greenmedinfo.com/blog/myocarditis-once-rare-now-common

Links:
[1] https://greenmedinfo.com/gmi-blogs/orthomolecularnewsservice
[2] http://orthomolecular.org/resources/omns/v19n01.shtml
[3] https://greenmedinfo.com/disease/inflammation
[4] https://greenmedinfo.com/disease/coronavirus-disease
[5] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref1
[6] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref5
[7] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref6
[8] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref7
[9] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref8
[10] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref9
[11] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref10
[12] https://greenmedinfo.com/anti-therapeutic-action/vaccination-all
[13] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref11
[14] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref13
[15] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref14
[16] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref16
[17] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref17

https://pubmed.ncbi.nlm.nih.gov/17095500/
https://pubmed.ncbi.nlm.nih.gov/19760660/
https://pubmed.ncbi.nlm.nih.gov/34019535/
https://pubmed.ncbi.nlm.nih.gov/34733037/
https://pubmed.ncbi.nlm.nih.gov/34943887/
https://rvr.medfoxpub.com/
https://mag.medfoxpub.com/
https://greenmedinfo.com/gmi-blogs/OrthomolecularNewsService
https://bit.ly/2W7DTfS
https://bit.ly/2U3HokP
https://greenmedinfo.com/blog/myocarditis-once-rare-now-common


[18] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref19
[19] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref20
[20] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref21
[21] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref22
[22] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref24
[23] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref25
[24] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref26
[25] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref28
[26] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref29
[27] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref30
[28] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref32
[29] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref33
[30] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref34
[31] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref49
[32] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref46
[33] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref52
[34] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref54
[35] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref56
[36] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref57
[37] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref58
[38] https://greenmedinfo.com/disease/thrombosis
[39] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref60
[40] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref61
[41] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref62
[42] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref64
[43] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref65
[44] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref66
[45] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref69
[46] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref70
[47] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref71
[48] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref72
[49] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref76
[50] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref77
[51] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref78
[52] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref79
[53] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref85
[54] http://orthomolecular.org/resources/omns/v19n01.shtml#Ref86
[55] https://pubmed.ncbi.nlm.nih.gov/34281357/
[56] https://pubmed.ncbi.nlm.nih.gov/34921468/
[57] https://pubmed.ncbi.nlm.nih.gov/35154981/
[58] https://pubmed.ncbi.nlm.nih.gov/35073155/
[59] https://pubmed.ncbi.nlm.nih.gov/34406358/
[60] https://pubmed.ncbi.nlm.nih.gov/35028901/
[61] https://pubmed.ncbi.nlm.nih.gov/34100279/
[62] https://pubmed.ncbi.nlm.nih.gov/36324959/
[63] http://orthomolecular.org/resources/omns/v17n24.shtml
[64] https://pubmed.ncbi.nlm.nih.gov/36445631/
[65] https://pubmed.ncbi.nlm.nih.gov/35420916/
[66] https://pubmed.ncbi.nlm.nih.gov/36436002/
[67] https://pubmed.ncbi.nlm.nih.gov/35143839/
[68] https://pubmed.ncbi.nlm.nih.gov/35185878/
[69] https://pubmed.ncbi.nlm.nih.gov/32790309/
[70] https://pubmed.ncbi.nlm.nih.gov/32887634/
[71] https://pubmed.ncbi.nlm.nih.gov/35974404/
[72] https://pubmed.ncbi.nlm.nih.gov/34328172/
[73] https://pubmed.ncbi.nlm.nih.gov/32499236/
[74] https://pubmed.ncbi.nlm.nih.gov/32217556/
[75] https://pubmed.ncbi.nlm.nih.gov/32211816/
[76] https://pubmed.ncbi.nlm.nih.gov/33983522/
[77] https://pubmed.ncbi.nlm.nih.gov/32517963/
[78] https://pubmed.ncbi.nlm.nih.gov/29016754/
[79] https://pubmed.ncbi.nlm.nih.gov/30153967/
[80] https://pubmed.ncbi.nlm.nih.gov/32652195/
[81] https://pubmed.ncbi.nlm.nih.gov/32969209/
[82] https://pubmed.ncbi.nlm.nih.gov/30600186/



[83] https://pubmed.ncbi.nlm.nih.gov/32812403/
[84] https://pubmed.ncbi.nlm.nih.gov/33046756/
[85] https://pubmed.ncbi.nlm.nih.gov/23895816/
[86] https://www.unibas.ch/de/Aktuell/News/Uni-Research/Voruebergehende-milde-Herzmuskelzellschaeden-nach-
Booster-Impfung.html
[87] http://orthomolecular.org/resources/omns/v16n47.shtml
[88] http://orthomolecular.org/resources/omns/v16n37.shtml
[89] http://orthomolecular.org/resources/omns/v17n15.shtml
[90] http://orthomolecular.org/resources/omns/v18n18.shtml
[91] https://pubmed.ncbi.nlm.nih.gov/32507024/
[92] https://pubmed.ncbi.nlm.nih.gov/32293910/
[93] https://pubmed.ncbi.nlm.nih.gov/32888686/
[94] https://pubmed.ncbi.nlm.nih.gov/33894277/
[95] https://pubmed.ncbi.nlm.nih.gov/33582021/
[96] https://pubmed.ncbi.nlm.nih.gov/35566598/
[97] https://pubmed.ncbi.nlm.nih.gov/35433855/
[98] https://pubmed.ncbi.nlm.nih.gov/32837907/
[99] https://pubmed.ncbi.nlm.nih.gov/34295600/
[100] https://pubmed.ncbi.nlm.nih.gov/35937564/
[101] https://pubmed.ncbi.nlm.nih.gov/35530368/
[102] https://pubmed.ncbi.nlm.nih.gov/35371571/
[103] https://pubmed.ncbi.nlm.nih.gov/35475120/
[104] https://pubmed.ncbi.nlm.nih.gov/32630212/
[105] https://pubmed.ncbi.nlm.nih.gov/32891582/
[106] https://pubmed.ncbi.nlm.nih.gov/33184170/
[107] https://pubmed.ncbi.nlm.nih.gov/23714079/
[108] https://pubmed.ncbi.nlm.nih.gov/19549974/
[109] https://pubmed.ncbi.nlm.nih.gov/25813838/
[110] https://pubmed.ncbi.nlm.nih.gov/33792256/
[111] https://pubmed.ncbi.nlm.nih.gov/33687691/
[112] https://pubmed.ncbi.nlm.nih.gov/32918567/
[113] https://pubmed.ncbi.nlm.nih.gov/33223324/
[114] https://pubmed.ncbi.nlm.nih.gov/34356644/
[115] https://pubmed.ncbi.nlm.nih.gov/28930589/
[116] https://pubmed.ncbi.nlm.nih.gov/32467443/
[117] https://pubmed.ncbi.nlm.nih.gov/32853982/
[118] https://pubmed.ncbi.nlm.nih.gov/32903841/
[119] https://pubmed.ncbi.nlm.nih.gov/32997543/
[120] https://pubmed.ncbi.nlm.nih.gov/32306492/
[121] https://pubmed.ncbi.nlm.nih.gov/33587810/
[122] https://pubmed.ncbi.nlm.nih.gov/33049751/
[123] https://pubmed.ncbi.nlm.nih.gov/34138513/
[124] https://pubmed.ncbi.nlm.nih.gov/34259661/
[125] https://pubmed.ncbi.nlm.nih.gov/33861525/
[126] https://pubmed.ncbi.nlm.nih.gov/33877735/
[127] https://pubmed.ncbi.nlm.nih.gov/23948628/
[128] https://mag.medfoxpub.com/
[129] https://www.peakenergy.com/articles/nh20140411/Exposing-the-truth-about-liposomal-nutrients/
[130] https://pubmed.ncbi.nlm.nih.gov/12462423/
[131] https://pubmed.ncbi.nlm.nih.gov/17095500/
[132] https://pubmed.ncbi.nlm.nih.gov/19760660/
[133] https://pubmed.ncbi.nlm.nih.gov/34019535/
[134] https://pubmed.ncbi.nlm.nih.gov/34733037/
[135] https://pubmed.ncbi.nlm.nih.gov/34943887/
[136] https://rvr.medfoxpub.com/
[137] https://greenmedinfo.com/gmi-blogs/OrthomolecularNewsService
[138] https://bit.ly/2W7DTfS
[139] https://bit.ly/2U3HokP


