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Sebaceous Immunobiology by COVID-19 Vaccine

Yang L. Pachankis’

Department of Cosmology, Communication University of China, Beijing, China

ABSTRACT

Background: The completed interventional trial was conceived from the phenomena of COVID-19 (Coronavirus
Disease 2019) post-vaccination adverse events. The accumulated evidence has proven the null hypothesis with
significant results that falsify the predominant belief in the vaccination method. The alternative hypothesis is
adjusted with proton equilibrium and sebaceous immunobiology’s correlations with immune reflex.

Methods: The sole-participant interventional trial compared the main medicines in myocarditis treatment from
Nifedipine to Angiotensin-Converting Enzyme Inhibitor (ACEI) and Angiotensin Receptor-Neprilysin Inhibitor
(ANRI) with increasing power level. T values and Z statistics are calculated for statistical analysis, and the introduction
of proton-pump inhibitor is uncertain with the case’s neurodivergent conditions.

Result: InterrACEI comparison suggests the introduction of beta blockers regulated the immune reflex through
heart rate with the blood-borne pathogen. ANRI superiority suggests S2 pathogens can be more severe without
S1 constraints, and raises alerts on SARS-CoV-2 (Severe Acute Respiratory Syndrome-Coronavirus-2) mutational
directions from Omicron. Historic data from the participant after the second COVID-19 vaccine shot recorded the
viral entry through Low-Density Lipoprotein Cholesterol (LDL-C).

Discussion: The study protocol with data refers to SARS-CoV-2’s S2 infection concentration and viral characteristics
in LDL-C in human host. It is highly probable that S2 pathogen starts with LDL-C in vaccine poisoning. It is
possible that HDL-C levels are responsible for the cytokine storms in neurologically infected cases. The placebo
effect is maximized by the vaccine mandates, and the mass psychological biases need time to be narrowed down.

Trial registration: The study protocol is registered on ClinicalTrials.gov with the identifier number NCT05711810.
Following trial on the hypothalamic-pituitary-adrenal axis is registered with the identifier number NCT05930912.
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BACKGROUND

Vaccines used to be believed to be the most and only effective method
in dealing with the public health emergencies against infectious
diseases. The virological features of SARS-CoV-2 incentivized the
vaccine developments to Spike 1 (S1) protein targeting in avoiding
the HIV-1 (Human immunodeficiency virus) gp41 structured Spike
2 (S2) protein [1,2]. Against the Nuremberg Codes, Emergency use
Authorization not only put COVID-19 vaccines in the markets, but
also incentivized a global mandate of vaccination with the premise
of restricting civil freedoms of the unvaccinated [3,4].

Practice from mandated vaccinations emerged numerous sudden

deaths that reasonably raised doubts from the ethical medicare
professionals. SARS-CoV series are still categorized as respiratory
viruses despite of the contradictory evidences from its nuclear
structure, pathogenesis etc. [5-7]. If SARS-CoV-2 vaccination was
effective from its designs, why postvaccination sudden deaths
mainly symptomize from acute myocarditis; if they weren’t effective,
why antibodies exist in post-vaccination myocarditis cases [8-10].

The interventional trial was conceived from the phenomena of
post-vaccination adverse events, and retrospectively registered after
the primary efficacy point due to the emergent intervention that
started the trial. The aim of the interventional trial purposed to
reduce the risks for postvaccination sudden deaths and prevent
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the potentials for neurological infections based on the analysis [7].
The interventional strategies originated from the transmembrane
domain’s relevance to the proton equilibrium in immune reflex

[11-19].

Even though the primary purpose of the study is to salvage from
the postvaccination complexities, the alternative hypothesis’
corroborations to the null hypothesis have been furthering
the causal inference from the initial study protocol. The null
hypothesis of the research is that, SARS-CoV-2’s S1 and S2
proteins can independently induce pathogens in human hosts,
and underlie the reasons on post-vaccination sudden deaths. The
alternative hypothesis is that proton therapy can be delivered with
Angiotensin-Converting Enzyme Inhibitor (ACEI) to reduce the S2
binding activities in the blood, and prevent potential neurological
infections. The alternative hypothesis is currently adjusted with
Angiotensin Receptor-Neprilysin Inhibitor (ARNI) in the follow-up
studies, for its superiority in power level on the blood pressure and
heart rate control for the discrete purpose of decreasing sudden

death risks [20].

There're few literatures on the correlations between Low-
Density Lipoprotein Cholesterol (LDL-C) levels and SARS-
CoV-2 pathogenicity, even though sebum levels and COVID-19

cases suggest a causal relationship. There is a knowledge gap in
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the biological functions of sebum in medical and biochemical
researches. Recent literature started to draw the correlations
between sebum and the nerve system with the concept of sebaceous
immunobiology [21,22]. The conceptual framework is not only
partially explainable to the power level superiority from receptor
inhibition in the alternative hypothesis of the study design, but
also shed new light on the readings of the participant’s historic
data obtained after the second SARS-CoV-2 vaccine shot through
muscle subcutaneous tissues [23]. Vaccination information is seen

in Table 1.

The significance of the work contributes to the more precise
evidence on COVID-19 vaccination poisoning, and the finding’s
potentials in furthering the discoveries for treatment plans both
for the vaccinated and unvaccinated that are prone to infection
[24]. In the cancer screening physical examinations from the
participant’s historic records, the participant also tested for HIV
with chemiluminescence method with the historic data seen in
Table 2. The slight level of HIV chemiluminescence could have
originated from the methodological bias with the structural
similarities between SARS-CoV series’ S2 protein and HIV-1 gp41
(Glycoprotein 41), and the data interpretation is not without
precedence [1,25]. For the clarities of the methods reading, where
the initial baseline was set to the emergent intervention hematology,
the renewed baseline is seen in Table 2 [26,27].

Table 1: Details of the participant’s vaccination (34, Han Chinese, male, 130 kg, smoking)

Dose Date Lot Number Manufacturer Site of injection Adjuvants
1 Apr 14, 2021 2.02E+08 ,
Anhui Zhifei Longcom Biopharmaceutical =~ Chongqing Bishan People’s Hospital Chinese hamster ovary
2 May 31, 2021 A202105069 L .
co., Ltd. (COVID-19 Temporary Vaccination Site) cell
3 Jul. 13,2021  B202106098

Table 2: The participant’s HIV test, haematology, and cancer screening test results not long after the second COVID-19 vaccine shot with slight acidification

indication.
Indicator Baseline Reference range Unit Relevant indicator Baseline Reference range Unit
WBC 6.51 3.59.5 1009/L
NEU* 4.03 1.8-6.3 10M9/L Neu% 61.8 40-75 %
LYM* 1.68 1.1-3.2 10M9/L Lym% 25.9 20-50 %
MONO* 0.32 0.10-0.60 10M9/L Mon% 4.9 03-Oct %
EOS* 0.46 0.02-0.52 10M9/L Eos% 7.1 0.4-8.0 %
BASO* 0.02 0.05-0.10 10M9/L Bas% 0.3 0-1 %
RBC 5.18 4.3.5.8 100M2/L
tHb 160 130-175 /L Hct. 46.7 40-50 %
MCV 90.2 82-100 fL
MCH 30.9 27-34 pg MCHC 343 316-354 /L
RDW-CV 15.3 11.0-16.0 % RDW-SD 45.5 35-56 fL
PLT 207 125-350 10M9/L PCT 0.2 0.108-0.282 %
PDW 16.4 15-17 fL MPV 9.4 07-Nov fL
HIV 0.08 0.00-1.00 S/CO Method Chemiluminescence
ALT 16 Sep-50 U/L AST 24 Dec-37 U/L
ALP 85 45-125 U/L I-GGT 19 Oct-60 U/L
TP 75.7 65-85 /L ALB 47.4 40-55 /L
GLO 28.3 20-40 /L A/G 1.67 1.2-2.4
TBil 11.5 0-26 umol/L DBil 1.8 0-8 umol/L
UREA 5.04 3.1-8.0 mmol/L CREA 83 57197 umol/L
UA 471 208-428 umol/L TC 5.2 0-5.18 mmol/L
TG 1.92 0-1.7 mmol/L HDL-C 1.2 1.16-1.42 mmol/L
LDL-C 3.08 0-3.37 mmol/L GLU 5.18 3.9-6.1 mmol/L
CEA 1.38 0-5 ng/ml AFP 2.51 0-7 ng/ml
CA199 7.36 0-27 U/ml CAl125 7.86 0-35 U/ml
CA15-3 6.93 0-25 U/ml TPSA 0.37 0-4 ng/ml
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METHODOLOGY

The interventional trial aimed to reduce the risks of sudden death
and neurological infections from COVID-19 vaccination. It started
with an emergent intervention contributed by the participant’s
suddenly increased risks from the pericarditis symptoms to acute
myocarditis [27]. The sole participant of the trial, 35-year old Asian
male, is confirmed to be autistic with relatively high possibilities in
Attention-Deficit/Hyperactivity Disorder (ADHD) and Obsessive-
Compulsive Disorder (OCD) side-symptoms [28,29].

The interventional design is two dimensional on the intervention
timeline. The participant centered dimension treats with the aim
in improving the participant’s health, and the time dimension from
the process is dissected into trials for data collection in assessing
the interventional medication efficacies and readjustments, with a
placebo trial included for the secondary efficacy endpoint for the
initial design’s neurotypical presumptions. The study schema is
seen in Figure 1, and the study process strives to balance between
the neurodivergent case and generalizability of the study.

Day -7toDay -1 Screening
Daya EmergentIntervention
Weeks1-2
Titration
EffectValidation
Retrogressive Phase 2 Trial
Assessments
Weeks PlaceboTrial Finalizing
Internal
Validity
Weeks ContinuedTrial
Weekshz22 Self-Observation by Participantat
Home
Weeksa3-14 Follow-up Phone Call
Figure 1: Schema of the study protocol currently in the follow-up phase.

The main interventional medicines tested in the study include
Nifedipine (30 mg per day), ACEI (Enalapril and later Ramipril,
from 5 mg to 20 mg per night and from 5 mg to 10 mg per

Table 3: The superiority tests of medicine efficacy
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night, respectively), and ARNI (Sacubitril Valsartan Sodium
100 mg separated in day and night time every day). Beta blocker
(Metoprolol from 23.75 mg to 95 mg per day) is used for heart
rate control along with the aforementioned comparison medicines,
except for with Nifedipine, and dose-dependent effects have been
seen in the intervention. Proton-Pump Inhibitor (PPI) is used from
15 mg to 30 mg per day with coordinated blood peak with ACEIs
and ARNI. No apparent effects have been observed with or without
the use of PPI in the combination. There is an ambiguity in the
risks and benefits on the use of PPI in neurotypical persons and the
neurodivergent case [19,30-35].

Apart from the qualitative hematology indicators in the continuity
of the participant’s health, the main data obtained from the
study design is blood pressure and heart rate. The power level of
the indicators is evaluated horizontally as interrelated elements,
and vertically on an individual basis for the immune-reflex-stasis
indications from the effects of medicines. Table 3 shows the power
level obtained from the main medicine comparisons without cut-
off for sampling bias.

Type I error rate is set at 5% with 80% power level. Power level is
defined as the sampled blood pressures within the normal healthy
range within 120/80/90 and above 90/60/60 to the total sampled

events within each time period. Mean variance of each period is

calculated, with sample variance 32:@ [36]. Z statistics is used

n-

to determine the single-participant p value:
7 —_ P P

Po (l_po)
n

The primary efficacy point is used for the aggregated initial p-value

in evaluating inter-phase efficacy. The baseline from the emergent

. o 135-120 109-80
intervention is calculated Poswr =7,

90-60
and Poomn = g5 =03, Therefore, it is calculated that », =03621,

=0.125
’

=0.3625 ,

Popsr =

Statistic tests are conducted in every endpoint. It means that the
statistical method uses interim analyses to test the alternative
hypothesis with the statistical changes variable to intervention
methods adopted. Therefore, Type I error and Type I error testing
belong to different axes with the same set of data. Adverse events
are seen in Table 4.

Power Level T-Value (one-sided)
Medicine Sample size
Opverall SBP DBP Heart rate SBP DBP Heart rate
Placebo 8 0% 12.50% 50% 62.50% 0.01-0.005 0.025-0.01 0.025-0.01
Nifedipine 10 0% 10% 60% 40% 0.01—-0.005 0.025-0.01 0.01-0.005
58 36.21% 43.10% 51.72% 84.48% 0.005—-0.0025 0.005—0.0025 0.01-0.005
Enalapril
34 58.82% 64.711% 91.18% 97.06% 0.005—0.0025 0.005—0.0025  0.01-0.005
Ramipril 16 50% 81.25% 93.75% 62.50% 0.005—-0.0025 0.025-0.01 0.025-0.01
Sacubitril 27 77.18% 100% 100% 77.18% 0.01-0.005  0.025—0.01  0.0025-0.001
valsartan
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Table 4: Adverse events in the interventional trial

OPEN aACCESS Freely available online

Category Type Specificity Affected Related to intervention *Events
All-cause morality N N
Acute myocarditis N N
Cardiac disorders Cardiomegaly N Y
Heart failure N P
Serious adverse Infections and infestations Partial organ failure N P
events | ben 0 1
Neop asms benign, malignant an Cancer N N
unspecified (incl cysts and polyps)
Neurological infection N N
Nervous system disorders
Epilepsy and seizure N Y
Blood and lymphatic system disorders Leukocyte disorder Y N 1
Irregular heart rhythms Y Y 5
Cardiac disorders
Pericarditis Y N 5
Endocrine disorders Pancreas and thyroid gland Y P 8
Infections and infestations Kidney sore Y Y 1
Adverse events Neopla.sr.ns bénign, malignant and Polyps v N 10
unspecified (incl cysts and polyps)
Psychiatric disorders Migraine Y P 5
Respiratory, thn?racic and mediastinal Asthma and coughing Y p 10
disorders
Skin and subcutaneous tissue disorders Arthritis Y N 5
Vascular disorders Y N 5

RESULTS

The original design with ACEI and beta blocker has significantly
decreased the mortality risk of the participant, while the effects
of PPI remain uncertain. The study design is compatible with
neurodivergent treatment medicines, and it is inferred that mild
and moderate adverse events may occur less in neurotypical persons.
Epilepsy and seizure risks mainly apply to neurodivergent persons.
The introduction of PPI is highly plausible in the immune reflex
regulation interventions if not the transmembrane fusogenicity
treatment [19].

Inter-ACEI comparison suggests the introduction of beta blockers
regulated the immune reflex through heartrate with the blood-borne
pathogen. Even though Ramipril shows superiority over Enalapril
on Diastolic Blood Pressure control, its inferior performance
pharmaco-kinetically with beta blockers suggests: 1) The pathogens
from the veins have not circulated past the blood-brain barrier; 2)
Cardiac barrier is next to neurological infection without the effects
of S1 protein’s targeting on angiotensin-converting enzyme; 3) The
infections came directly from vaccine shots, indicated by asthma
and coughing without effects from cytokine storm [37-39].

The superiority of ARNI in the combination suggests immune
deficiency pathogen is enhanced without the S1 protein. The
respiratory symptoms from COVID-19 are not the lethal pathogen
of the virus. New animal experiment suggests pulmonary fibrosis
is a result from neurological infection, and the side products
from natural immune responses in the neuronal recovery process
[39,40]. Therefore, the Omicron variant may pose more profound
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concerns in SARS-CoV-2’s mutation directions [18].

From the retrospective analyses on the participant’s historic data, not
only is the null hypothesis evidenced, but also is the transmembrane
fusogenicity of the pathogens in the case by vaccine poisoning. The
reversal causality in the LDL-C indicator for prognosis of severe
and critical COVID-19 risks results from the differences between
infection paths of poisoning and natural infection, explaining the
rapid acidification origination from the circulatory tract in the case
seen in [4]. The historic data provides the internal validity in the

PPI use in the study design [19,21,22,33,41-46].

DISCUSSIONS AND CONCLUSION

The study protocol with data refers to SARS-CoV-2’s S2 infection
concentration and viral characteristics in LDL-C in human
host. Dyslipidemia’s associations with the severity and mortality
risks in COVID-19 imply the correlations between sebaceous
immunobiology and Rhesus factor, more specifically the nuclear
force dynamics between sebum and antigens that drive the immune
reflexes’ functions against pathogens.

The proven null hypothesis indicates to the lipoprotein tract in
SARS-CoV-2 S2 pathogens in the transmembrane domain and
immune attacks in human host. Even though the causal inference
between LDL-C and High-Density Lipoprotein Cholesterol
(HDL-C) looks contradictory in different statistical cases, the study
suggests it is highly probable that S2 pathogen starts with LDL-C
with the historic data implications.

The HDL-C and LDL-C correlations in COVID-19 severity and
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mortality risks may be associated with the depths of immune
attacks. Higher levels of LDL-C with lower levels of HDL-C may
be a positive sign in initial infections, but negative in blood-borne
pathogenicity. It is possible that HDL-C levels are responsible for
the cytokine storms in neurologically infected cases.

Even though the power level has nearly been reached so far in
the study design for the alternative hypothesis, the study design’s
antiviral capacities are still uncertain. The discrete empiricist
approach in the study protocol can be effective in reducing mortality
in vaccine poisoning and possibly in early SARS-CoV-2 patients.
The internal validity reached in the study protocol’s alternative
hypothesis suggests SARS-CoV-2 treatment research and solution
designs ought to concentrate on the defense for natural immunity
and neurological regulations.

Without robust superiority studies between vaccination and
natural immunity, the interventional trial implies that COVID-19
vaccination ought to be a choice instead of governmental mandates
with a premise of coercion in restricting civil freedoms. The
placebo effect is maximized by the vaccine mandates, and the mass
psychological biases need time to be narrowed down.
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