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Abstract
Introduction: The research takes an immune checkpoint method in etiological studies on post-vaccination SARS-CoV-2
infections in vivo. The trial is subsequent to the NCT05711810 trial and was informed by the data collected from the latter.

Methods: The experiment is designed for hydrostasis observations inferenced from proton-coupled electron transfer with
sodium and calcium-based statin therapies, and adheres to the Nuremburg Code and Declaration of Helsinki.

Result: The etiology of the virus, including the post-vaccination complications, is explained by the proton-gating prolifera-
tion during mitosis illustrated in the graphical abstract.
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Discussions: The researcher discusses the basic science aspects of the trial design and practice.

Conclusions: The protocol falsifies the SARS-CoV-2 vaccination treatments, and developed the immune checkpoint methodology to
clinical trials, confirming COVID-19 categorically corresponding to the negative-sense paramyxovirus.

Keywords: COVID-19, lipoprotein, Mitosis, Polarity, Proton-Coupled Electron Transfer, Protonmotive Force.

Introduction

The theory on the pathogenesis on the origination of neurodegen-
erative diseases and autoimmune diseases from SARS-CoV-2
and its Spike 2 (S2) protein is formed from the interventional
trial. It was reported that retroelements have been involved in

kinase-dependent mechanism of cell death exists [1, 2]. The

in Table 1.

human autoimmune responses and a mitogen-activated protein

Table 1: Justification for Objectives and Endpoints

study takes a phenomenological approach to observation, and
explores sebaceous immunobiology [3-8]. The schema for the
protocol is seen in Figure 1 with the objectives and endpoints

OBJECTIVES

ENDPOINTS

JUSTIFICATION FOR ENDPOINTS

Primary

Study Visits 1 -3

The primary objective is to determine the
causal origins of the platelet variations.

The order of the symptom disappearance

from the previous trial after medication

discontinuation with the cardiac activity

normalization is causally referential be-

tween the steroidogenesis pathway and
the mitochondrial toxicity.

The primary endpoint is mainly chosen
for discretion in participant’s safety in
health.

Secondary

Study Visit 4

The secondary objective is to assess the

efficiency of the clinical design, and to

determine if further treatments are need-
ed.

The secondary endpoint is designed to
obtain the objective data results on the
clinical design. The data, compared with
the historic data and data from the last
trial will provide a better picture of the
pathogenic developments in the partic-
ipant’s system. The immune reflex and
sebaceous-blood-brain barriers will be
assessed with the data analysis.

The secondary endpoint is chosen based
on the time projection for the treatment to
take relatively lasting effects.

Tertiary/Exploratory

Study Visit 5

Tertiary objective is to evaluate the last-
ing effects of the intervention.

The tertiary endpoint’s objective data will
help evaluating if COVID-19 vaccine
poisoning can be detoxicated for good.

The tertiary endpoint is designed to as-
sess the relapse possibilities after the in-
tervention.
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Figure 1: The schema of the NCT05839236 trial

It was reported that there is a correlation between low-densi-
ty lipoprotein cholesterol (LDL-C) levels and prognosis of se-
vere and critical COVID-19 cases, and the study draws on im-
mune checkpoint methodology in studying the causal relations
with intervention designs [9-11]. Statin therapies are utilized
for intervention following the pilot cardiac interventional trial
NCT05711810, with reference to the hematological biomark-
ers’ indications in oxidative stress seen in Figure 2 [12-16].

The review on the proton paths in cardiac immune reflex was
conducted for a nuclear biochemical reference with relation to
ligand-gated ion channels (LGIC), and Chart 1 shows the hema-
tocrit levels vis-a-vis red cell distribution width coefficient of
variation (RDW-CV), hemoglobin, and mean corpuscular hemo-
globin concentrations (MCHC) levels before and after the pilot
intervention [17].
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From the observational window in the trial NCT06107348 in
July 2021, the three-dose COVID-19 recombined vaccination
fully vaccinated participant’s platelet increased in size while
dropped in count before the NCT05711810 trial’s intervention
in January 2023, as seen in Chart 2. The implications were not
clear with the blood-borne pathogen being from which side of

the immunological aisle, and evidence emerged with the inter-
vention clinical monitoring [12]. The pilot interventional trial
NCTO05711810 evidenced the autoimmune disease nature of
SARS-CoV viruses that the S1 and S2 proteins can independent-
ly exert pathogens in human hosts [18-20].
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Lipid-lowering is beneficial to reduce the health risks of the
participant, and the statin therapy introduced is essentially an
in vivo manipulation on the steroidogenesis pathway [21-23].
Albeit correlation does not necessarily imply causation, the null
hypothesis took the correlation in LDL-C for statistical testing
[24, 25]. With the hypoxia symptoms indicated in Chart 1, it was
hypothesized that the fusogenic activities of S2 proteins are de-
pendent on reactive oxygen species (ROS) [26, 27]. The second-
ary alternative hypothesis for the NCT05839236 trial is testable

Table 2: The truth table for statistical testing

with the orders of symptom disappearance under intervention,
with the truth table in Table 2 [28]. Note that albeit alternatively
hypothesis 2 has been supported by the data collected, neither
the null hypothesis nor the alternative hypothesis 1 has been
supported by the results of the trial [25]. Nevertheless, data col-
lected from the results seemed to support the null and alternative
1 hypothesis, and only the constant recurrence of symptoms af-
terwards raises the doubts [29].

Cure Before or After | Null Hypothesis | Alternative Hypothesis 1 | Alternative Hypothesis 2
F - - F -
Symptomatic Signs F A F F -
T B T T F
T A T T T

Methods

The in vivo experiment with the human host is designed for
hydrostasis observations with sodium and calcium-based statin
therapies. Calcium is thought to be critical in O-O bond forma-
tion in PCET, and sodium in ferroptosis defense mechanism by
the subsequent chains in sodium phosphate and glycerol-3-phos-

Table 3: Biomarker changes in intervention manipulations

phate dehydrogenase 2 in mitochondria [30, 31]. The interven-
tion medicines are thus decided for equivalence comparison
between atorvastatin calcium and pravastatin sodium. Evalua-
tions are conducted by hematological results collected in each
endpoint, apart from clinical monitoring data. The comparison
can be seen in Table 3.

Parametric |Leuko- Neutrophils Lymphocytes Monocytes Eosinophils Basophils
Changes cytes
(109/L) | (109/L) | (Percent) | (109/L) | (Percent) | (109/L) | (Percent) | (109/L) | (Percent) | (109/L) | (Percent)
Atorvastatin 0.33 0.16 (0.3%) 0.05 (0.6%) 0.05 0.4% 0.07 0.6% 0.00 (0.1%)
Calciuma
Pravastatin (0.95) (0.89) (5.1%) 0.05 4.6% (0.11) (0.8%) 0.01 1.4% (0.01) (0.1%)
Sodium
with SNRI
Pravastatin (1.67) (1.01) (3.5%) (0.40) 2.7% (0.09) 0.1% (0.17) 0.5% 0.01 0.2%
Sodiumb
Atorvastatin 0.90 1.26 13.8% (0.36) | (11.1%) 0.05 0.1% (0.05) (2.6%) (0.01) (0.2%)
Calcium with
Agomelatine
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Parametric Red Hemoglobin | Hematocrit | Mean Corpuscular MCH MCHC RDW
Changes Blood Cell Volume (MCYV) CcV SD
(1012/L) (g/L) (Percent) (Femtoliter) (Picograms) | (g/L) | (Percent) | (Femtoliter)
Atorvastatin 0.30 0.0 1.3% (3.0) 2.1 (12.0) (0.6%) (5.0)
Calciuma
Pravastatin (0.06) (5.0) (0.8%) 0.7) (0.6) (4.0) 0.2% 0.0
Sodium with SNRI
Pravastatin Sodiumb (0.21) (5.0) (1.2%) 1.7 0.3 (3.0) 0.3% NAc
Atorvastatin Calcium (0.39) (14.0) (4.2%) (1.4) (0.6) (1.0) 0.4% NAc
with Agomelatine
Parametric Platelet Count Plateletcrit Platelet Distribution Mean Platelet Cholesterol Triglycerides
Changes Width (PDW) Volume (MPV)
(109/L) (Percent) (Femtoliter) (Femtoliter) (mmol/L) (mmol/L)
Atorvastatin 26.0 0.00% (0.1) (1.5) (1.10) (3.25)
Calciuma
Pravastatin (29.0) (0.02%) 0.2 0.3 0.36 1.21
Sodium with SNRI
Pravastatin 1.0 (0.01%) 0.0 0.3) 0.73 (0.30)
Sodiumb
Atorvastatin C (3.0) (0.001%) NAd 0.0 (1.94)e (1.12)e
alcium with
Agomelatine
Parametric Changes High-density Lipoprotein — Choles- LDL-C Apolipoprotein ApoB Lipoprotein(a)
terol (HDL-C) Al (ApoAl) [Lp(a)]
(mmol/L) (mmol/L) (g/L) (g/L) (mg/L)
Atorvastatin Calciuma 0.30 (0.96) 0.08 (0.23) 38.7
Pravastatin Sodium with (0.51) 0.33 (0.25) 0.08 (9.8)
SNRI
Pravastatin Sodiumb 0.30 0.68 0.21 0.32 (34.9)
Atorvastatin Calcium with (0.21)e (1.15)e (0.28)e (0.31)e 88.7¢
Agomelatine

“Rescue medicines (tested medicines from the NCT05711810 trial) taken inconsistently throughout the period, and all other periods

have consistently taken rescue medicines.

"SNRI taken inconsistently for around half of the period and later changed to agomelatine.

‘Not reported by lab.
dLab reported in CV.

¢Collected on November 11, 2023, instead of September 1, 2023 like the others.

The review conducted for the justification of the study design
was corroborated with the Ip(a) changes seen in Table 3 with
relation to calcium’s role in photo-oxidation in contrast with
sodium intermediation in platelet activities and hemoglobin
deaths indicated by hematocrit [25, 32]. The correlations sup-
ported the initial designs’ rationale on chromatophores’ roles in
post-COVID-19-vaccination adverse cardiac events, therefore,
validates the theoretical premise of PMF for the observational
design in causal references from adenosine triphosphatase (AT-
Pase) with the intervention parameters [29, 33, 34].

Due to the participant’s business travel and risky contacts during
the primary efficacy endpoint and between study visit 1 and
study visit 2, rescue medicine was reintroduced. Even though
the unanticipated problem undermined the initial study design,
the study adhered to the Nuremburg Code and Declaration of
Helsinki in prioritizing the participant’s health outcome. Pro-
ton-pump inhibitors are taken almost throughout the trial, except
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for the initial few days and other three days scattered in the trial
periods.

Confirmation bias in the study design is with the lipid activities
and nicotine consumption of the participant. Since the obser-
vations on the LGIC and the pore activities involve the theory
of decay proposed by Fermi and Dirac’s theory of positron, the
correlates between Ip(a) and ApoAl & B are indicative of the
viral protein’s fusogenic polarity. If the polarity of S2 protein is
as commonly presumed to be positive-sensed, the null hypothe-
sis would have been proven with calcium-based superiority for
intervention from the PMF and PCET chain, and the alternative
hypothesis 1 would have been proven with elevated ApoAl lev-
els in contrast with atorvastatin calcium’s efficacy in Ip(a) de-
creases [17, 35, 36]. Thereby, the interpretations of pravastatin
sodium’s efficacy will have to be depended on different sets of
premises. The inferential method in the study design is seen in
Figure 2.
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Figure 2: Overview of the methodological rationale of the trial

Result

Since the protocol design is not primarily intended to validate the
null hypothesis, retrogressive analyses have been the primary con-
siderations for statistical hypotheses. Even though there is no cur-
rent study on the biological correlative and possibly causal bases
of chromophores’ roles in LGICs, especially on the pore-opening
complexities, optical control experiment on LGIC with light-gat-
ed glutamate receptor as model has been previously studied [37].

In the pilot intervention NCT05711810, consciousness and sleep
cycles were taken into account and photochromic tethered li-
gands are reported to activate LGICs [12, 37]. The pilot trial’s
elevated heart rate and blood pressures before the participant’s
sleep in the stead of daily activities’ elevations supports further
analyses in taking SARS-CoV-2 as negative-sensed virus [36].
Therefore, viral entry upon PCET energized by proton pumps
is dependent upon cations, explaining the viruses’ behaviors in
micropinocytosis [25]. It is further hypothesized from the ret-
rogressive analyses that the perpendicular elongation of Src ki-
nase-inactive cells long axes to direct-current electric field vec-
tor during mitosis is the proximal momentum for viral binding
through the pore opening of LGICs, as illustrated in the graphi-
cal abstract [38].

Discussions

The methodological design potentially bridges the microbiology
with immunology-based nuclear anatomy with human physiolo-
gy [17]. PCET and LGIC are the core thermophysical and nucle-
ar chemical mechanisms epigenetically, and the immunological
induction in the research accentuated the potentials of sebaceous
immunobiology in bridging the nuclear and traditional anato-
mies with protein kinase dynamics [39-41].

The fundamental research on the COVID-19 autoimmune dis-
ease deepened clinical practices in a phenomenological ap-
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proach with immune checkpoint to innate immunity. The nuclear
analytic perspective to epigenetics needs further research and
reviews in order to fill in the knowledge gaps between genetic
and cellular biology, and structural biology may be the direction
with the initial electrochemical polarity approaches.

The clinical data obtained do not support SARS-CoV-2 virus be-
ing positive-sensed with the proliferation momentum in the sec-
ondary electrostatic triad during proton-gating 17. Furthermore,
vaccination methods targeting SARS-CoV-2 S1 proteins would
have worked if the viral RNA were indeed single-stranded. Even
though randomized trials with sham comparators and placebo
are possible, the positive approach in the trial, with correct the-
oretical and logical premises, is the most appropriate way to en-
sure the Nuremburg Code and Declaration of Helsinki.

Conclusions

The protocol falsifies the SARS-CoV-2 vaccination treatments,
and developed the immune checkpoint methodology to clinical
trials. It confirms the previous categorical rationale that the viro-
logical features of COVID-19 correspond to the negative-sense
paramyxovirus with the abnormally over-lengthed fusogenic
features for a single-strand virus [36].
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