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Abstract

Myasthenia Gravis (MG) is a neuromuscular junction disorder. It is caused by antibodies directed 
against the acetylcholine receptor (AchR) or Muscle-Specific Kinase (MuSK) protein. 45 years ago, 
researchers discovered that immunizing rabbits with AchR from an electric eel, resulted in an MG like 
disease. Immunizing with the AchR protein is now the usual method used to induce experimental 
autoimmune MG (EAMG). 

Development of MG is reported following the administration of many vaccines. Most cases occur 
following administration of the influenza vaccines per the Vaccine Adverse Event Reporting System 
(VAERS). A study found 20-81.2% AchR antibody level increase in 2 out of 31 patients following egg 
derived influenza vaccine administration and most of whom were on immunosuppressive treatment. 
Most influenza vaccines are manufactured using embryonated chicken eggs and contain residual egg 
proteins. Embryonated chicken eggs contain the chick AchR protein. We show that the chick AchR 
protein sequence differ from human AchR by just one or two amino acid residues. Thus they are ideally
suited to activate human low affinity self reactive (LASR) T cells. These human LASR T cells that 
recognize human AchR with low affinity can escape the thymus due to positive selection. Such T cells 
with T cell receptors (TCR) that bind with high affinity to chick AchR can be activated by injected 
chick AchR proteins.
These activated T cells interact with B cells and initiate antibody production directed against chick 
AchR. These antibodies cross react with human AchR to cause MG.

Vaccines contain numerous animal proteins. Many of those AchR proteins are also similar to human 
AchR. So as above, many of these vaccines cause MG.

Similar mechanism is involved in Graves’ disease (GD). Yeast (Saccharomyces cerevisiae) is used to 
produce recombinant Hepatitis B vaccine (HBV), Human Papillomavirus vaccine (HPV) and injectable
insulin products. We show significant protein sequence homology between GD autoepitopes, animal 
proteins and S. cerevisiae proteins. Humoral immune response directed against S. cerevisiae occurs 
following HBV, HPV administration and prolonged injectable insulin usage as in type 1 diabetes. Thus 
leading to the development of GD and numerous other autoimmune disorders.

Important findings: Animal protein containing vaccines cause autoimmune diseases even when 
the vaccine does not contain an adjuvant. Adjuvanted vaccines only make the problem worse.
Vaccines interact to cause autoimmune diseases. Post-marketing vaccine safety surveillance 
systems are an abject failure.
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Introduction

Myasthenia Gravis (MG) is a neuromuscular junction disorder. It is caused by antibodies directed 
against the acetylcholine receptor (AchR) or Muscle-Specific Kinase (MuSK) protein. 45 years ago, 
researchers discovered that immunizing rabbits with AchR from an electric eel, resulted in an MG like 
disease (1). Immunizing mice with the AchR protein derived from Torpedo rays is a common method 
used to induce experimental autoimmune MG (EAMG) (2). Both complete Freund adjuvant (CFA) and 
aluminum hydroxide adjuvant have been used along with AchR protein to induce EAMG (2). 
Aluminum hydroxide adjuvant produces milder disease compared to CFA. As a general case, we have 
autoimmunity as a result of immunization with homologous xenogeneic antigens, as previously 
described (3).

Development of MG is reported following the administration of many vaccines. (4) Most cases occur 
following administration of the influenza vaccines per the Vaccine Adverse Event Reporting System 
(VAERS). VAERS shows 497 cases of myasthenia gravis and myasthenic syndrome following 
influenza vaccine administration. When muscle weakness reports are included, there are more than 
6000 cases. Tackenberg et al (5). report 20-81.2% AchR antibody titer increase in 2 out of 31 patients 
following chicken egg derived influenza vaccine administration. Most of the patients were on 
immunosuppressive treatment. Most influenza vaccines are manufactured using embryonated chicken 
eggs and contain residual egg proteins. (6) Embryonated chicken eggs contain AchR and therefore the 
vaccines contain residual chick AchR protein (7–9). Here we will use protein sequence analysis to 
compare autoepitopes involved in MG with homologous chick epitopes. If the chick and human protein
match 100 %, it is unlikely to result in autoimmune disorders. This is because the immune system has 
strong tolerance for self antigens. However, if the autoepitopes differ slightly from chick epitopes (and 
they do, as we show), the immune system can be sensitized.

Vaccines contain numerous animal proteins. Many of those AchR and MuSK related proteins are also 
similar to human self proteins. So as above, many of these vaccines cause MG.

Similar argument applies to Graves’ disease (GD). Yeast (Saccharomyces cerevisiae) is used to produce
recombinant Hepatitis B vaccine (HBV), Human Papillomavirus vaccine (HPV) and injectable insulin 
products. We show significant protein sequence homology between GD epitopes, animal and S. 
cerevisiae proteins. Humoral immune response directed against S. cerevisiae occur following HBV, 
HPV administration and prolonged injectable insulin usage as in type 1 diabetes (T1D) (10). Thus 
leading to the development of GD and numerous other autoimmune disorders.

Methods

 Protein sequences were obtained from Uniprot (11). BLASTP (12) was used to perform protein 
sequence analysis. The data from the US Vaccine Adverse Events Reporting System (VAERS) was 
obtained using the Centers for Disease Control (CDC) WONDER system (13).

Results

Using BLASTP we compare human AchR epitopes against equivalent animal peptides. The results of 
BLASTP analysis comparing 32 MG related autoepitopes against vaccine antigens, are shown in Table 
1.  These epitopes were identified by Vaughan et al. (14) 19 of 32 epitopes show a single amino acid 



residue change. 8 of 32 show an amino acid residue alteration at two positions. 6 of 32 show 3 or more 
amino acid residue alterations. 9 of 32 autoepitopes show most homology to chick AchR peptides. 6 of 
32 to guinea pig, 8 of 32 to bovine and 7 of 32 to porcine peptides.

Table 1

MG epitopes (14)

Vaccine 
antigen  
organism of 
origin

Common
name

Example 
vaccines 
containing the 
antigen

BLASTP
Match
Score

STHVMPNWVRKVFIDTIP
STHVMPEWVRKVFIDTIP

Bos taurus,Sus
scrofa, Cavia

porcellus

Cow,Pig,
Guinea pig

DTaP/TdaP, 
Zostavax, Varivax

60.9

STHVMPNWVRKVFIDTIP
STHTMPPWVRKIFIDTIP Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

52.8

IPNIMFFSTMKRPSREKQ
IPNIMFFSTMKRPSRDKQ Cavia porcellus Guinea pig

Varivax
62.1

AIVKFTKVLLQYTGHITWTP
AIVKFTKVLLDYTGHITWTP Bos taurus Cow

DTaP/TdaP, 
MMR,MMRV, IPV,
Varivax

64.7

QIVTTNVRLKQQWVDYNLKW
QIVTTNVRLKQQWVDHNLKW Cavia porcellus Guinea pig

Varivax
66.8

QIVTTNVRLKQQWVDYNLKW
QIVTTNVRLKQQWTDINLKW Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

61.3

GT--LAVF-------------AGRLIELNQQ
GTTNLAVFKDGEVIDTACFDIGGRLIKLDQQ

Streptococcus
pneumoniae

Prevnar 13, 
Pneumovax23 27.4

PLFSHL--QNEQ
PLFSHLSSQNIQ Bos taurus Cow

DTaP/TdaP, 
MMR,MMRV, IPV,
Varivax

26.1

DLVLYNNADGDFAIVK
DFVLYNNADGDFAIVK Sus scrofa Pig Zostavax 49.8

FLMAHYNRVPALPFPGDPRP
FLMAHYNQAPALPFPGDPRP Cavia porcellus Guinea pig Varivax 62.6

LWVLRVPSTMVWRPDIVLEN
LWILRVPSAMVWRPDVVLEN Sus scrofa Pig Zostavax 64.3

IVVNAVVVLNVSLRSP
IVVNAVIVLNVSLRTP Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

46.9

VRKVFLRLLPQLLRMHVR
VHKVFLRLLPQLLRMHVR Cavia porcellus Guinea pig Varivax 58.3

NRVPALPFPGDPRPYLPSPD
NRVPALPFPGDPRSYLPSSD Bos taurus Cow

DTaP/TdaP, 
MMR,MMRV, IPV,
Varivax

60.0

PPAIFRSACSISVTYFPFDW
PPAIFRSSCPVSVTYFPFDW Sus scrofa Pig Zostavax 62.6

FPFDWQNCSLIFQSQTYST
FPFDWQNCSLVFQSQTYST Cavia porcellus Guinea pig Varivax 66.4

GQTIEWIFIDPEAFTENGEW
GQDIEWIFIDPEAFTENGEW Cavia porcellus Guinea pig Varivax 67.7



MG epitopes (14)

Vaccine 
antigen  
organism of 
origin

Common
name

Example 
vaccines 
containing the 
antigen

BLASTP
Match
Score

IHIPSEKIWRPDLVLY
IHIPSEKIWHPDFVLY Sus scrofa Pig Zostavax 49.8

IWRPDVVLYNNADGDFAIVKFTKVLLDYTGHITWT
PPAIFKSYCEIIVTHFPFDEQNC

IWRPDLVLYNNADGDFAIVKFTKVLLDYTGHITWT
PPAIFKSYCEIIVTHFPFDEQNC

Bos taurus Cow
DTaP/TdaP, 
MMR,MMRV, IPV,
Varivax

195

PDTPYLDITYHFVMQRL
PDTPYLDITYHFLMQRL Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

58.7

AIFKSYCEIIVTHFPFD
AIFKSYCEIIVTYFPFD Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

56.2

VN---QIVTTNVRLKQQW
VNEREQIMTTNVWLKQEW Sus scrofa Pig Zostavax 37.5

EDHRQVVEVTVGLQLI
EDHRQAVEVTVGLQLI Bos taurus Cow

DTaP/TdaP, 
MMR,MMRV, IPV,
Varivax

50.3

WNPDDYGGVKKIHIPS
WNPEDYGGVKKIHIPS Cavia porcellus Guinea pig Varivax 54.5

RGWKHSVTYSCCPDTPY
RGWKHWVYYACCPDTPY Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

49.8

FPFDEQNCSMKLGTWT
FPFDQQNCSMKLGTWT Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

56.2

LKQQWVDYNLKWNPDD
LKQQWTDINLKWNPDD Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

49.4

FMESGEWVIKESRGWKH
FMESGEWVIKEARGWKH Sus scrofa Pig Zostavax 60.0

QLINVDEVNQI
QLTNVDEVNQI Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

35

SEHETRLVAKLFKDY
SEHETRLVAKLFEDY Bos taurus Cow

DTaP/TdaP, 
MMR,MMRV, IPV,
Varivax

46.9

LGTWTYDGSVVAINPES
LGTWTYDGSVVVINPES Bos taurus Cow

DTaP/TdaP, 
MMR,MMRV, IPV,
Varivax

54.1

QYTGHITWTPPAIFKS
QYDGMITWTPPAIFKS Sus scrofa Pig Zostavax 43.9

FKDYSSVVRPVEDHRQ
FEDYNSVVRPVEDHRQ Bos taurus Cow

DTaP/TdaP, 
MMR,MMRV, IPV,
Varivax

48.6

INPESDQPDLSNFMESG
INPESDRPDLSNFMESG Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

54.5

MMR (15), MMRV, TBE (16), Zostavax (17),  DTaP/TdaP (18–20), Varivax (21), influenza (17).



Discussion

Evidence from bioinformatics and cancer immunology

As seen in Table 1, most chick AchR protein sequences differ from human AchR peptides by just one 
or two amino acid residues. Thus they are ideally suited to activate human low affinity self reactive 
(LASR) T cells. These human LASR T cells that recognize human AchR with low affinity can escape 
the thymus due to positive selection (3). Such T cells with T cell receptors (TCR) that bind with high 
affinity to chick AchR can be activated by chick AchR proteins, in the presence of innate immune 
system co-stimulation. Once activated, these T cells interact with B cells and initiate antibody 
production directed against chick AchR. These antibodies cross react with human AchR to cause MG. 
The role of LASR T cells in cancer and autoimmunity was previously described (3). Briefly, LASR T 
cells are involved in humoral and cell mediated immune responses against cancer cells/proteins. That is
cells/proteins that are slightly different from self proteins. Cancer involves mutation. Following a 
mutation, cells produce slightly altered proteins. Since animal proteins look like slightly altered human 
proteins, the immune system is fooled into activating an anti-cancer response. With an immune 
response directed against cancer cells/proteins there can always be collateral damage to similar normal 
cells. With animal protein injection, the immune system begins attacking a non-existent cancer. So only
collateral damage occurs.

We verified that all animal epitopes reported in Table 1 did not have 100% homology to any human 
protein in BLASTP.

Innate immune system co-stimulation during influenza vaccination

Unlike most other inactivated vaccines, most influenza vaccines do not contain an adjuvant. An 
adjuvant or live virus usually provides the innate immune system co-stimulation required for the 
vaccine to work.

Influenza vaccines are effective only for a few months (22). Influenza vaccine viral strains can be 
changed each year. The Advisory Committee on Immunization Practices (ACIP) recommends that 
when the influenza vaccine is administered for the first time in a person, two doses are required. Since 
this is only required once in a lifetime, it proves that there is a long term immune response produced by
the vaccine. Specifically, the influenza vaccine results in long term persistent IgE mediated 
sensitization to egg proteins and influenza viral proteins (23–28). The first ever dose provides such 
sensitization. Subsequent doses elicit an injection site type I immediate IgE mediated hypersensitivity 
reaction. This reaction provides the innate immune system co-stimulation required for the vaccine to 
work (sufficient IgG antibody response needed for protection against disease). In other words, the first 
dose causes the development of egg allergy. The second dose depends on the egg allergy reaction to 
produce disease protection. This co-stimulation also induces autoimmunity, in the presence of animal 
proteins such as chick AchR. The subsequent vaccine doses also boost the IgE mediated sensitization 
(29,30).

Due to the egg protein sensitization based innate immune system co-stimulation mechanism described 
above, the egg-free Flublok (31) vaccine would fail to work. Since Flublok contains no egg proteins, 
the innate immune system is not stimulated. The Flublok vaccine would only provide feeble protection.
That is why the Flublok vaccine was approved with 3X the hemagglutinin (HA) antigen quantity as the 
regular chick egg derived vaccines. The Flublok vaccine contains 45 μgg of HA protein per virus strain 
vs. only 15 μgg of HA protein in a regular influenza vaccine.



So far no cases of MG have been reported against egg-free Flublok (insect derived) and Flucelvax 
(Madin Darby canine kidney cell derived) influenza vaccines (32) in the VAERS. MG cannot be ruled 
with these vaccines because (i) they have been only used for a short period of time with fewer doses 
administered and (ii) they are contaminated with other animal and insect proteins which can include 
AchR.

Evidence from VAERS

Influenza vaccines

VAERS was searched using the following “symptom” terms: Myasthenia Gravis, Ocular Myasthenia, 
Myasthenia Syndrome and Myasthenia Gravis crisis. We will refer to these as myasthenic disorders (MD). The 
disease onset interval obtained from VAERS shows clustering of MD reports starting day 0 and rapidly declining
with time (Figure 1). Thus making it absolutely clear that they are vaccine induced.
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VAERS data shows 497 reports of MG or myasthenic syndrome following influenza vaccine 
administration. Goldis et al (6). reported the level of egg protein contamination in influenza vaccines in
2010. They reported that the Flushield vaccine contained, 6.90-38.30 μgg/ml; Fluarix, 0.025-0.31 μgg/ml;
Fluzone®, 0.30-8.05 μgg/ml; Fluvirin®, <0.01-0.55 μgg/ml, all in 1997/98. This is plotted in Figure 2. 
Goldis et al. report “undetectable” levels of ovalbumin in influenza vaccines measured in 2010.  Figure 
3 shows Myasthenia disorder cases reported against each vaccine brand. Ovalbumin content of the 
vaccine shows correlation to reported cases. Ovalbumin is a major egg protein but there are thousands 
of proteins in chicken egg. Ovalbumin is a surrogate marker representing all egg proteins (24). So we 
are seeing correlation between the amount of chick acetylcholine receptor protein and MuSK protein in
the vaccine to the number of MD cases reported. Tackenberg et al. (5) measured AchR antibody levels 
before and after influenza vaccine administration in 31 subjects most of whom were on 
immunosuppressive therapy. Even in this population, two subjects developed increased levels of AchR 
by ~20% and ~80% respectively. Clearly demonstrating that immunizing with chick AchR proteins 
boost AchR antibody levels. Such antibody level boosting has been reported for other contaminating 
proteins in vaccines such as food proteins (29,30,33) and bovine serum albumin (BSA) in equine 
vaccines (34).

Referring to Figure 3, why did the cases drop suddenly in 2000? The most likely explanation is that 
European regulators were in talks with vaccine vendors to introduce an ovalbumin limit of 2 μgg/ml (1 
μgg per dose) in influenza vaccines, which was introduced in 2002 (35). This action was related to 
increased allergic reactions in egg allergic vaccine recipients. So vaccine makers seem to have started 
cleaning up egg contamination to meet the upcoming regulation.

Other vaccines

Similar to the influenza vaccine, other vaccines are also contaminated with numerous animal proteins 
and contain AchR proteins thus resulting in MD. As shown in Table 1, these vaccines include many 
bovine, porcine, chick or guinea pig protein containing vaccines. Further, HBV/HPV vaccines contain 
yeast proteins that have molecular mimicry to human MuSK protein. As shown in Table 1, some 
pneumococcal proteins also have homology to human AchR.
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Figure 4 shows VAERS data of MD cases reported against various vaccines. Cases for all vaccines 
show a sharp decline in the year 2000. It is unlikely that the content of all vaccines were altered in 
2000. The likely explanation is that the influenza vaccine being the most administered was responsible 
for sensitization to AchR and MuSK proteins. All other vaccines are relatively minor contributors to 
sensitization. However, once sensitized, given the cross reactivity among animal and human peptides, 
all vaccines boosted antibody level upon administration thus resulting in the adverse events. Once 
sensitization was reduced by reducing egg protein in the influenza vaccines, antibody boosting related 
adverse events also dropped. Other than antigens in Table 1, here are more instances of molecular 
mimicry that may also play a role:

Vaccine
Vaccine antigen  
organism of origin

Human self protein
BLASTP

Match
Score

Meningococcal N. meningitidis AchR 26.2

Hepatitis B, HPV vaccine S. cerevisiae MuSK 84.3

MMR, MMRV, TBE Gallus gallus MuSK 1189.0

19
90

19
92

19
94

19
96

19
98

20
00

20
02

20
04

20
06

20
08

20
10

20
12

20
14

20
16

20
18

0

50

100

150

200

250

Reported MD cases for multiple vaccines vs. Time

Meningococcal
Pneumococcal

HPV4/HPV9
Hepatitis A
Hib
IPV
MMR
Tetanus

Hepatitis B
Influenza

Years

Figure 4

C
a

se
s



Muscular Weakness and Myasthenic Disorders

Searching for muscular weakness reports in VAERS produced some interesting data. Muscular 
weakness may simply be milder cases of myasthenia syndrome reported to the VAERS. Reducing egg 
protein content in influenza vaccines seems to have replaced myasthenic disorder domination with 
muscular weakness domination, around the year 2000. Those diagnosed with muscular weakness likely
have low levels of AchR or MuSK antibodies and will suffer neuromuscular joint damage with time 
and disease progression. Eventual myasthenic disorder diagnosis may not be reported to VAERS.
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Evidence from titer study

Tackenberg et al (5). report 20-81.2% AchR antibody titer increase in 2 out of 31 patients following 
chicken egg derived influenza vaccine administration. Most of the patients were on immunosuppressive
treatment. The influenza vaccine used was Mutagrip from Sanofi Pasteur, obtained over the three year 
study period ending 2018. If Goldis et al. observation of “undetectable” egg protein contamination in 
2010 were still applicable in 2018, these vaccines are still inducing AchR antibodies.

If healthy patients with no immunosuppressive treatment were studied, we can expect more vaccine 
recipients to develop antibodies, even higher levels of AchR titers and thus increased risk of MG. 

Evidence from case reports

We have multiple case reports of MG development following HBV and HPV vaccines (36–40).

Thymic involvement

There is a debate on the role of the thymus in MG. Thymectomy helps in some cases of MG. Some 
have argued that MG disease (autosensitization) originates in the thymus and not the periphery (41,42). 
The evidence presented above contradicts that notion. Vaccine induced MG originates in the periphery. 
In other words, autosensitization occurs in peripheral lymph nodes. The myoid cells in the thymus 
express AchR receptors and therefore will be affected by vaccine induced anti-AchR antibodies. Such 
an autoimmune, autoinflammatory process in the thymus can lead to thymic changes observed in MG 
that play a role in sustaining the disease. This can explain the beneficial effect of thymectomy in some 
cases.

Graves’ Disease

Inaba et al. (43) identified autoepitopes involved in Graves’ disease. As before, BLASTP analysis was 
run comparing these autoepitopes to vaccine antigens. Similar to the results for MG, we see many 
peptides differ from homologous human epitopes by 1,2 or 3 amino acid residues. So the same 
mechanism of disease causation as in MG, applies here.

Graves’ epitopes (43)

Vaccine 
antigen  
organism of 
origin

Common
name

Example 
vaccines 
containing the 
antigen

BLASTP
Match
Score

IDVTLQQLE
IDVTLKQIE

Saccharomyces
cerevisiae

Yeast HBV, HPV 24.0

ISRIYVSIDVTLQQLES
ISRIYLSIDATLQQLES Sus scrofa Pig Zostavax 49.4

ISRIYVSIDVTLQQLES
ISRIYLSIDATLQQLES

Chlorocebus
aethiops

African Green
Monkey

Polio 49.4

ISRIYVSIDVTLQQLES
ISRIYLSIDATLQQLES Bos taurus Cow

DTaP/TdaP, 
MMR,MMRV, IPV,
Varivax

49.4

ISRIYVSIDVTLQQLES
ISRIYLSIDTTLQRLES Cavia porcellus Guinea Pig Varivax 44.8



Graves’ epitopes (43)

Vaccine 
antigen  
organism of 
origin

Common
name

Example 
vaccines 
containing the 
antigen

BLASTP
Match
Score

ISRIYVSIDVTLQQLE
ISRIYISIDETLQSLE Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

41.4

GIFNTGLKMFPDLTKVYST
GIFNTGLRIFPDLTKVYST Sus scrofa Pig Zostavax 56.6

GIFNTGLKMFPDLTKVYST
GIFNTGLTIFPDLTKVYST Cavia porcellus Guinea Pig Varivax 55.4

GIFNTGLKMFPDLTKVYST
GIFNTGLRVFPDLTKIYST Bos taurus Cow

DTaP/TdaP, 
MMR,MMRV, IPV,
Varivax

54.5

GIFNTGLKMFPDLTKVYS
GIFNTGLKVFPDLTKIYS Gallus gallus Chick

MMR, MMRV, 
TBE, Influenza 

54.5

GIFNTGLKMFPDLTKV
GIFDTALRMFGEMQKV Glycine max Soy Prevnar 13 29.9

NTGL---KMFPDLTK
DTGLPTAKMFTDLTK

Streptococcus
pneumoniae

Prevnar 13, 
Pneumovax23

29.5

IFNTGLKM
IFKTGLKM

Haemophilus
influenzae 

ActHib 26.1

LK--MFPDLTK
LKKGMFPNLTK

Arachis
hypogaea

Peanut Any (44) 26.1

FNTGLKMFPDLTKVY
FHT-LKMFRSLNNVY

Saccharomyces
cerevisiae

Yeast HBV, HPV 25.7

Iatrogenic cascade

Nakajima et al. (45)  report the case of a patient with T1D that developed MG after 5 years and 
developed GD 15 years later.

As shown above, immunization with yeast (S. cerevisiae) can be expected to cause MG and GD. Since 
insulin is manufactured using yeast (S. cerevisiae), insulin for injections contain residual yeast proteins.
T1D patients who routinely have to inject insulin, develop anti-saccharomyces cerevisiae antibodies 
(ASCA) (10). So it comes as no surprise that T1D patients go on to develop MG and GD.

Conclusion

The VAERS being a passive surveillance system is known to be affected by underreporting. Even with 
such underreporting, there are ~1500 MD cases reported and ~6000 cases of muscle weakness which 
may be related to MD. It is likely that there are hundreds of thousands of vaccine-induced cases that go 
unreported because symptom onset was delayed. An even larger number of people can be expected to 
have sub-clinical damage. The damage caused by such contaminated vaccines is therefore enormous. 
Current evaluations of vaccine safety profiles ignore these major adverse events, paint a rosy picture 
and continue to claim that the benefits outweigh the risk. A claim that is not supported by the evidence.



The findings described add to the evidence that non-target antigens (NTA) in vaccines cause numerous 
disorders. NTA are usually ignored in vaccine safety studies. Reducing such antigens show reduction in
the rates of diseases they cause. Japan removed gelatin from vaccines as the ultimate solution to 
vaccine induced gelatin allergy (46,47). H1N1 nucleoprotein, another NTA in the Pandemrix vaccine 
sickened thousands with narcolepsy (48–51). Arepanrix vaccine manufactured by the same vendor in a 
different facility, contained less H1N1 nucleoprotein and resulted in fewer such adverse events. Vaccine
regulators refuse to learn from such failures and continue to sicken millions with NTA contaminated 
vaccines (52–54). Vaccine safety claims are solely based on fundamentally flawed epidemiological 
studies (55). The Institute of Medicine has concluded that these epidemiological studies fail to provide 
sufficient evidence in an overwhelming 93% of the cases (56). In contrast, numerous vaccines are 
being implicated in autoimmune disorders when reviewing case reports (57). The findings here prove 
that the highly touted post-marketing vaccine safety surveillance and pharmacovigilance systems are an
abject failure.

All NTA should be immediately removed from all vaccines using technologies such as affinity 
chromatography (58).
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