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ABSTRACT

The "contemporary official" description of AS, according to
the generally accepted theory, should completely coincide
with vascular lesions in an animal and vascular lesions in
humans. A study of AS in humans and animals has shown that
humans have two separate types of lesions that are completely
unrelated. Both species have their own characteristics
(etiology, pathogenesis, appearance), which are completely
different from each other. Lesions in humans also do not
coincide with lesions in animals. The "contemporary" type of
AS differs both from AS in animals and AS in humans, but at
the same time creates the illusion of "identity" of these
processes. In practice, the "contemporary" look cannot be
found in the vessels of animals and humans. This article
analyzes how the "contemporary" type of atherosclerotic
lesion appeared, and how, for 100 years, the "contemporary"
type could create an imitation of the "similarity" of completely

different processes.
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Abbreviations

AS — atherosclerosis;

ASL — atherosclerotic lesions;

ASL | — type | atherosclerotic lesions;

ASL IV —type IV atherosclerotic lesions;

ASL |-V — types |-V atherosclerotic lesions;
ASL V —type V atherosclerotic lesions;

ASL VI - type VI atherosclerotic lesions;

ASL V-VI —types V and VI atherosclerotic
lesions;

ED - endothelial dysfunction;

FC - fibrous cap;

LC - lipid core with molten lipids;

LDL - low density lipoproteins;

MFC - macrophage foam cells;

VV — vasa vasorum;

CCP - cylindrical cholesterol plaque;

FCCP - friable cylindrical cholesterol plaque;
SCCP - soft cylindrical cholesterol plaque;
DCCP - dense cylindrical cholesterol plaque;
OCCP - old cylindrical cholesterol plaque;

Introduction

According to the contemporary official
theory of atherosclerosis, lesions in vessels of
animals are completely identical to lesions in
humans." A contemporary official description
of atherosclerosis was presented after
conducting a long study of atherosclerosis,
which sheds light on the

etiology,

appearance,
pathogenesis, clinical
manifestations, consequences  for the

organism, methods of prevention and
treatment.?® Scientists and doctors have been
preventing and treating atherosclerosis in
humans for 100 years with the help of this
description.  Author's

revealed that 2

previous articles’”’

separate types of

atherosclerotic lesions that have nothing in

common can be detected in humans.® Each
type of lesion develops independently and is
not converted into another. Each specie has
its own characteristics that are completely
different from each other. The first type of
lesion according to the classification - types |-
IV atherosclerotic lesions (ASL I-IV) look like a
single small tubercle (containing one lipid
core), which grows for several decades on the
outer border of the intima, first strongly
stretches the middle and outer lining of the
artery and only then it blocks the arterial
lumen from one side (eccentrically)’. The first
type of lesion is so rare that it never occurs
during surgery aimed at removal of "real"
human atherosclerotic plaques.

The second type of lesion according to
and VI
atherosclerotic lesions (ASL V-V ("real"

the classification - types V
human plaque) - a yellow, soft, homogeneous,

strong, elastic "tube" located inside the

lumen of the artery,'

which, according to
the theory proposed by the author, appears in
the lumen in just a few minutes. The
accumulation of low density lipoproteins (LDL)
in front of the place of severe narrowing of the
artery causes the formation of the "tube". The
plaque
"Cylindrical cholesterol plaque" (CCP).”” Such

author suggests calling such a
a plaque is not connected to the arterial wall,
it can be easily removed from the artery, easily
cut and scraped off the wall. The wall of the
artery, located near such a plaque, is
absolutely healthy. A plague does not have
necrotic cores just after it's formation and it
occludes the lumen of the artery so that the
blood evenly departs from the walls of the

artery (concentrically) and flows through the

Medical Research Archives | https://esmed.org/MRA/index.php/mra/article/view/3293 2



https://esmed.org/MRA/index.php/mra/article/view/3293

Medical
Research
Archives

Refutation of the Identity of the Contemporary Official Description of

Atherosclerosis with the Real Atherosclerotic Lesions in Humans and Animals

middle of the plaque itself. Then, over time, it
has necrotic cores. The destruction of such a
plaque causes the formation of areas of
eccentric arrangement, and the LDL
remaining in the plaque are replaced by
calcium. "Cylindrical cholesterol plaque” is
involved in the increasing of the level of LDL
in the blood, creates a persistent reflex
increase in blood pressure due to improper
operation of baroreceptors, and also creates

an imitation of endothelial dysfunction.””

The study of atherosclerotic lesions
(ASL) in animals showed that problems arise
when it comes to the "identity" between ASL
in animals and two types of ASL in humans. Al
lesions are 100% different from each other.’
Traumatization of the endothelium in animals
by various ‘"factors" causes endothelial
dysfunction and the subsequent appearance
of inflammation in the intima of vessels. The
intima swells, becomes loose, edematous,
increases in volume, occludes the lumen of
vessels concentrically, forcing blood to
squeeze into a narrow opening, creating
problems for the nutrition of organs. At the
same time, the endothelial layer is never
stretched, even in case of the formation of a
large number of lipid core (LC) in the intima.*’
Also,

ruptures on its own.®

the endothelium in animals rarely

Traumatic factors affect not only the
arteries of animals, but also cause damage to
the intima of the veins, which also contain
endothelium and intima. After injury of the
endothelium of the veins, endothelial
dysfunction appears in them. Just like it does
in the arteries.®*® Elevated levels of LDL in the

blood in genetically modified animals® cannot

selectively affect the endothelium of the
arteries and the endothelium of the veins.
Swelling of the intima of arteries results in
ischemia of organs, and swelling of intima of
the veins leads to the stagnation of blood in
the organs. Accumulation of mast cells and
the appearance of a large number LC occurs
in case of endothelial dysfunction.***” The
presence of lesions in the veins in
experimental animals has not been studied. It
was unable to find any studies for this request.
Thus, there are a number of significant
differences between lesions in humans and
lesions in animals. The lesion in animals is
systemic in  nature, characterized by
concentric occlusion of the lumen of all
arteries and veins due to swollen, loose intima
of all vessels. In humans, in the majority of
cases, the lumen of the artery is occluded
because of the accumulation of LDL. Such
accumulation can be found only in arteries
that have a muscular layer. Such plaques are

never formed in the veins of humans.

The main objective of this article was
to study and compare the contemporary
official description of atherosclerotic lesions
with real atherosclerotic manifestations in
humans and animals and to determine
whether the contemporary official description
is reliable or not. Also, the study can help us
to determine how the contemporary official
description was able to create the appearance
of "identity" between completely different

vascular damages in humans and animals.

Initially, two completely different
processes in human vessels were modified.
Two different types of ASL were combined

into one sequential ASL. Thus, 6 types of
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lesions appeared in the classification, which
was developed step by step, starting with 1
and ending with 6. Such a combination
allowed to easily transfer the "Inflammatory
theory" to ASL in humans - "...long-term
inflammation of the endothelium and intima in
humans caused, first, the appearance of one
LC, and then, over many decades, caused the
appearance of a large number of LCs that
"merged" into one concentric lesion..."
Therefore, a soft, elastic, hard “real” plaque
that vascular surgeons operate on is called

"altered intima” by surgeons.

In order to create the appearance of
"identity" between a combined lesion in
humans and a lesion in an animal, it was

necessary to address some more questions:

- initially, the location of the lesion in
the artery must be eccentric (as the first type

and the destroyed second type in humans);

- ASL in the beginning should be
located only in one single place, the
surrounding intima should be completely

healthy (as the first type in a person);

- the development of the lesion should
be long, take decades (as the first type in

humans);

- subsequent development of the
lesion results in the formation of a concentric
artery occlusion (as the second type in a

person after formation);

- the lesions should merge and form a
large array of pathogens of plaque due to the
"altered intima" (as the second type in a

person after formation);

- inflammation inside the intima can

occur only after damage to the endothelium

caused by various traumatic factors and the
appearance of endothelial dysfunction (as in

animals);

- there should be no lesion in the veins
(systemic manifestation) (as in case of

animals);

- there should be no initial swelling of
the intima of all vessels and concentric

occlusion of all vessels (as in animals);

- there should be no development of a
large number of LC in the loose, swollen
intima without stretching the endothelium in
the direction of the arterial lumen (as in
animals);

- a fibrous layer should cover the inner
layer of the plaque and rupture together with
the formation of blood clots (like the second
type in humans).

The contemporary official description
was able to address all issues and create the
appearance of "identity" between the lesions
in animals and the two types of lesions in
humans, but at the same time a completely
new structure was formed. The contemporary
official structure of ASL is not present in the
vessels of animals and humans. How the
contemporary official type of atherosclerosis
(AS) was formed and how it was able to solve
complex issues when it comes to "identity" is
the subject of this study.

Original description of AS in animals

After injury to the arteries and veins
walls, due to feeding with pure cholesterol, as
well as a large amount of LDL in the blood of
genetically modified rats, the endothelial cells

become inflamed' throughout all the arteries
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and veins of animals. Under the inflamed
endothelium, the intima becomes swollen and
inflamed. The damage to intima and
endothelium occurs in veins and muscular
arteries. The swollen intima causes a
concentric occlusion of arteries and veins. The
blood to and from the organs is disturbed.
The increase of intima in volume occurs within
a few weeks. Organs suffer from chronic
ischemia. LDL and macrophages penetrate
the inflamed, swollen, loose intima through
the damaged endothelium. Macrophages
take in LDL and evolve into macrophage foam
cells (MFC). The subsequent MFC destruction
causes formation of a LC, which contains
liquid lipids and cholesterol crystals. A large
amount of LC occupies all areas of the
inflamed intima of arteries and veins. The LC
increases in size and further occludes the
lumen of the artery. When increasing LC
occludes the lumen of the artery from one
side. Each LC is several mm long. Due to
inflammation - vasa vasorum (VV) begin to
sprout from the side of the outer layer.””
Muscle fibers migrate inside the intima. Also,
fibrin strands are formed inside the intima. In
case of rupture of the inner surface of the
artery above the LC a thrombus is formed.*?->2
Calcium  deposition  leads to  ASL
calcification.*> The color of the lesion at
autopsy is white (Fig. 1.1-1.4).>

Medical Research Archives | https://esmed.org/MRA/index.php/mra/article/view/3293 5
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Figure 1.

Four types of atherosclerotic lesions. Two types of ASL in human arteries, one type of ASL
in arteries and veins in animals, and a contemporary official description of AS, which in reality

is absent in the vessels of humans and animals.

1.1-1.4) The "original" description of  of the vessels and endothelium occurs at the
AS in animals which describes the real site  of injury to the wall. LDL and
processes occurring in the vessels of  macrophages penetrate into the inflamed,
experimental animals. Damage to the intima swollen, loose intima through the damaged
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endothelium. Macrophages absorb LDL and
become MFC. The destruction of MFC causes
the formation of LC, which contains liquid
lipids and cholesterol crystals floating in them.
Such LCs occupy all areas of the inflamed
intima. The LC increases in size and further
occludes the arterial lumen. LC occludes the
arterial lumen from one side. Each LC is
several mm long; VV begin to sprout from the
side of outer layer due to the inflammation;
1.4) When the inner surface of the intima
(endothelium) is ruptured above one of the
numerous LCs, a thrombus is formed in the
arterial lumen. Emboli are absent;

a,c,e — injury to the arterial walls and
veins with pure cholesterol and a large
amount of LDL in the blood of genetically
modified rats. Damage to the intima and
endothelium occurs in all vessels of the animal
(arteries and veins). b,d,f — local injury of the

artery walls by the balloon.

1.5-1.8) The
description of AS, which describes precisely

contemporary  official

how AS "should look like in animals" to be
"similar" to AS in humans. Endothelial cells
become inflamed at one single point in the
artery due to the large amount of LDL in the
blood. According to the contemporary official
description of AS - muscular arteries are
inflamed. Macrophages and LDL pass through
the damaged endothelium. MFC are formed.
A single LC appears. The LC increases in size
and protrudes into the arterial lumen from one
side of the artery. The LC is several mm long
and protrudes above the inner surface in the
arterial lumen. There is an absolutely healthy
intima around the injury site; 1.7) VV begin to
sprout inside the plaque from the side of the

outer layer of the artery due to inflammation.
Muscle fibers migrate inside the plaque; fibrin
strands appear; 1.8) In case of rupture of the
inner surface of the artery above the LC
(endothelium) a thrombus is formed. Emboli

are never present.

1.9-1.12) ASL |-IV — never seen on
video, but described as the type of AS in
humans. A focus of inflammation is formed in
one single place of the muscular artery, inside
the arterial wall, in the intima, near the inner
layer. The endothelium covers the intima from
the side of the arterial lumen. VV begin to
sprout from the side of the outer layer due to
inflammation, LDL and macrophages enter
the intima through them. Macrophages
absorb LDL and become MFC. The MFC
destruction causes the formation of lipid core
with molten lipids containing liquid lipids and
cholesterol crystals floating in them. Growth is
very long. The middle and outer shell
becomes stretched. The dimensions of the LC
must be very large before occluding the
arterial lumen. Only after that the organs
suffer  from  chronic  ischemia.  The
endothelium is always healthy, never ruptures,
a blood clot in the lumen of the artery is never

formed. Emboli never happen;

1.13-1.16) ASL V-Vl is a separate, main
and most dangerous type of AS in humans,
which poses real problems for the nutrition of
the heart and brain, and which is operated on
by vascular surgeons. | suggest calling ASL V-
VI "cylindrical cholesterol plaque" (CCP);

1.14-1.16) CCP is long, concentric, soft,
strong, elastic, yellow, uniform structure, in

the form of a tube with a hole in the middle,
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has a strong, elastic structure. CCP has a
uniform color and structure, overlaps the
lumen of the muscular and muscular-elastic
artery along the perimeter and may contain
LC located near the arterial lumen. The CCP is
covered by a fibrous capsule both on the side
of the lumen of the artery and on the side of
the wall of the artery. The CCP may contain an
LC located near the arterial lumen; 1.15) LC
enzymes destroy the fibrous capsule - a thin
fibrous wall is formed; 1.15) The destruction of
the CCP wall causes the formation of an
embolus 1.16) When the thin fibrous wall over
the LC is ruptured, a thrombus may form.

B — balloon; CH - cholesterol; DI —
damaged artery intima; DI* — damaged artery
intima after balloon injury; E — endothelium;
EM — embolus; FC - fibrous cap (in the lumen
of the artery); FC — internal fibrous capsule;
FC*- outer fibrous capsule; Gl —glycocalyx; Hl
—healthy intima of the artery; LC - lipid core;
Nal — normal artery layers; Sal — stretched
SCCP-  soft
cholesterol plaque; TR - thrombus; VV — vasa

artery layers; cylindrical

vasorum.

The description of ASL -1V in human

There is a separate type of AS in human
vessels, which is defined as ASL I-IV in the
classification. A focus of inflammation is
formed in one single place of the muscular
artery, inside the wall of the artery, in the
intima, near the inner layer. The endothelium
covers the intima from the side of the lumen
of the artery. VV begin to sprout from the side
of outer layer due to inflammation. LDL and
macrophages enter the intima through them.
Macrophages absorb LDL and become MFC.

Macrophages take in LDL and become MFC.
The MFC destruction causes a LC formation,
containing liquid lipids and cholesterol
crystals floating in them. Growth is long-term.
Before closing the lumen of the artery, the
dimensions of the LC must be very large. Only
then do the organs suffer from chronic
7-9,10

ischemia (Figures 1.9-1.12).

The description of ASL V-VI in humans

There is a separate type of AS in human
vessels, which in the classification is defined
as ASL V-VI. Absolutely all ASL persisting in
humans that pose real problems for the
nutrition of the heart and brain, and which are
operated on by vascular surgeons, belong to
ASL V-VI. In distinguish  this
cholesterol plaque from the "classic" ASL in

order to

the animal and the very rare ASL |-V in
humans. | propose to name the main plague
which creates significant health problems in
ASL V-Vl (the
cholesterol plaque" - CCP).

humans as "cylindrical

CCP has a uniform color and structure,
occludes the lumen of the artery from all sides
along the perimeter of the artery, and may
contain LC located near the lumen of the
artery, which, unlike the LC in the animal,
never protrudes into the lumen of the artery.™
3% CCP may not contain any LC at all”#'>5;
CCP is never present in human veins. It is
located only in arteries that have muscle
fibers; The CCP has a specific length and has
a start and end location. The length can vary
from a few centimeters (in the vessels of the
heart)'” to several tens of centimeters (in the
lower extremities)'; CCP has long, concentric,

soft, strong, elastic, yellow, uniform structure,

Medical Research Archives | https://esmed.org/MRA/index.php/mra/article/view/3293 8
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in the form of a tube with a hole in the middle,
has a strong, elastic structure'%; When the
CCP is exposed to various instruments, it can
easily be separated from the arterial wall
without the formation of wound surfaces and
without bleeding. CCP can be cut with burs
and cutting instruments without causing a
bleeding and preserves a dense, uniform
structure'™ 2%, CCP can be easily "stretched"
(crushed) with a help of balloon."?2 A
healthy arterial wall is visible after removal of
the plaque.13,14,20,21,31,33736 CCP can
branches that
anatomical features of the arteries in which it
is located.""*"7195" The artery around the CCP

may be turned inside out and be removed

have

completely repeat the

from the CCP like a stocking from a leg.’*"?

The outer and inner layers of the CCP have the
same, uniform yellow color, smooth shiny
appearance, completely following the
contours of the artery. The outer surface that
touched the wall of the artery has a flat,
smooth, shiny surface. The inner surface of the
CCP may be smooth or pitted and
damaged."* The CCP is covered by a fibrous
capsule both from the side of the arterial
lumen and from the side of the artery wall.>
Endothelium is never present in CCP from the
side of the arterial lumen, and never has VW
from the side of the arterial wall. CCP can
"age", become destroyed, form emboli. The
rupture of the thin fibrous cap over the LC
may cause a formation of thrombus. Calcium
deposition occurs in the remaining places
after partial destruction of the CC.* The
dissection of aorta causes a detachment of the
CCP from the arterial wall, creating a path for

blood flow between the outer wall of the CCP

and the artery wall. CCP is composed of dead
cells and an abundance of oxidized forms of
(oxLDL). It also

contains immunocompetent cells in lesions

low—density lipoprotein
producing mainly pro—inflammatory cytokines
(Figures 1.13-1.16).” CCP goes through
friable
cylindrical cholesterol (FCCP) plaque, soft

several stages of development:
cylindrical cholesterol plaque (SCCP), dense
cylindrical cholesterol plaque (DCCP), old

cylindrical cholesterol plaque (OCCP).”*

The contemporary official description
of AS

After injury to the arteries walls, due to
a large amount of LDL in the blood the
endothelial cells become inflamed. Under the
inflamed endothelium, the intima becomes
swollen and inflamed. The damage to intima
and endothelium occurs in muscular arteries.
LDL and macrophages penetrate the
inflamed, swollen, loose intima through the
damaged endothelium. Macrophages take in
LDL and evolve into MFC. The subsequent
MFC destruction causes formation of a LC,
which contains liquid lipids and cholesterol
crystals. The LC increases in size and occludes
the lumen of the artery. When increasing LC
occludes the lumen of the artery from one
side. LC

inflammation -VV begin to sprout from the

is several mm long. Due to
side of the outer layer. Muscle fibers migrate
inside the intima. Also, fibrin strands are
formed inside the intima. In case of rupture of
the inner surface of the artery above the LC a
thrombus is formed. Calcium deposition leads
to ASL calcification (Figures 1.5-1.8).
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Questions to the contemporary official
description of AS

After
contemporary official description of AS, a

getting acquainted with the

number of questions arise:

- why is the contemporary official
pathogenesis of AS described as a local
malnutrition of the organ? In animals, the
intima of the arteries and veins becomes
inflamed, swollen, and the nutrition of all
organs and systems is disturbed — all organs
suffer immediately after injury. In humans, in
case of ASL |-V, only one organ suffers; in
case of ASL V-VI, only one organ suffers;

- why is the contemporary official
pathogenesis of AS described only as a
malnutrition of organs and not described as a
violation of outflow from organs? In animals,
the intima of all veins swells and creates a
violation of the outflow of blood from the
organs. In humans, in case of ASL V-VI and
ASL -1V, there is no violation of the outflow of

blood from the organs;

- why is the contemporary official
pathogenesis of AS described as local
damage to the endothelium with the
presence of an absolutely healthy intima
around the lesion in all other arteries and
veins? In animals, AS is a systemic lesion
affecting the intima and endothelium of
absolutely all arteries and veins. In case of a
person with ASL |-V a local intima injury with
healthy endothelium over the site of the lesion
can be observed. In case of ASL V-VI, the

intima and endothelium are always healthy;

- why is the contemporary official

pathogenesis of AS described as an only one

single LC? In animals, a large amount of LC is
created in the intima of all arteries and veins
in the inflamed, swollen intima. A person with
ASL |-V has only one single LC. With ASL V-
VI, there may not be a single LC, or there may

be several;

- why is the contemporary official
pathogenesis of AS described as eccentric
arterial occlusion? In animals, the inflamed
intima of all arteries and veins immediately
occludes the lumen of the vessel
concentrically. In the process of development
and increase in the size of the LC inside the
inflamed intima it can additionally occlude
eccentrically. In humans, in case of ASL the
only one, single LC always occludes
eccentrically. In ASL V-V, the plaque always
occludes concentrically; if destroyed, it may

occlude eccentrically;

- why is the contemporary official
of AS described as the
penetration of macrophages and LDL through

pathogenesis

the damaged endothelium of arteries? In
through  the
endothelium of all veins and arteries. In

animals, they penetrate
humans, in case of ASL I-IV they penetrate
through the VV from the side of the outer layer
of the artery. The endothelium is not
damaged and nothing penetrates through it.
In ASL V-VI, the entire plaque consists of LDL,
which has entered the plaque directly from
the blood. Macrophages enter the plaque
only at the sites of rupture of the fibrous
capsule. The endothelium is not damaged
and nothing penetrates through it;

- why is the contemporary official
pathogenesis of AS described as the result of
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exposure to the increased levels of LDL in the
blood (only on arteries). In animals with
elevated LDL levels in the blood all veins and
arteries are damaged (systemic
manifestation). In a person with ASL |-V the
level may be normal. In ASL V-VI, the level
may be normal, even in the presence of an
increased level of LDL in the blood, the
plaque forms only in the artery and has a

certain length (no systemic damage);

- why is the contemporary official
pathogenesis of AS described as the result of
high cholesterol exposure? Animals being fed
with high amounts of cholesterol were
exposed to systemic damage to all arteries
and veins (systemic damage). In case of a
person with ASL |-V blood cholesterol levels
may be normal. In case of ASL V-VI the level
may be normal. Even in case of an elevated
level of cholesterol in the blood a person does
not have a systemic lesion;

- why is the contemporary official
pathogenesis of AS described as a process
that develops over several decades? In
animals, the intima was swelling a few weeks
after the consumption of cholesterol, in case
of being injured by a balloon - after a few
days. In humans, ASL I-IV damage develops
over several decades. In ASL V-VI, the plaque
appears within a few days;

- why is the complication of
"contemporary official pathogenesis of AS"
causing thrombus formation described as
endothelial rupture? In animals, endothelial
rupture  may causing thrombus
In humans with ASL I-IV the

endothelium is never damaged, never torn. A

occur

formation.

thrombus is never formed. In ASL V-VI, the
endothelium is located between the plaque
and the arterial wall and is always intact. A
thrombus is formed only in case of the fibrous
capsule rupture from the side of arterial

lumen;

- why, when describing the
contemporary official pathogenesis of AS,
such a complication as embolism is not
described? In
rupture doesn't cause the formation of
embolus. In humans, with ASL |-V, the

endothelium is never damaged, and an

animals, the endothelium

embolus never forms. In ASL V-VI, the plaque
may rupture causing the formation of an
embolus;

— why do the contemporary official
pathogenesis of AS use anti-inflammatory
therapy as a preventive measure? In animals,
such prevention works effectively. In humans,
in case of ASL I-IV and ASL V-VI doesn't yield
results;

— why in the process of treatment of
contemporary official description of AS it is
customary to use instruments that cut off the
plaque itself and instruments in the form of a
ring that separate the plaque from the wall. In
animals, it is impossible to remove swollen
intima in parts, and it is also impossible to
remove it from the middle layer of the
vessel.®® In humans, ASL |-IV cannot be
separated from the wall. In case of ASL V-VI,
any instruments are suitable. The plaque is
easily cut, peeled off, and easily moves away

from the arterial wall.

Such questions arise at the present
stage of medicine development because

Medical Research Archives | https://esmed.org/MRA/index.php/mra/article/view/3293 11
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doctors and scientists around the world
unconditionally recognized the “similarity»
between AS in an animal and AS in humans.®®
In all the following years, no one has verified
the "similarity" between AS in an animal and
AS in humans, and also no one has verified the
"continuity of development" of the two types
of AS in humans.

"Coincidences" between AS in an
animal and true cholesterol plaque in
humans

The discoverers of atherosclerosis
(including Anichkov N.) can be easily
understood. They saw that when studying true
"original" AS in an animal and true cholesterol
plague in humans (ASL V-VI), there are many

"coincidences":

Coincidence 1. Similar appearance.
When it comes to an animal, an inflamed
intima looks like a "tube" inside a vessel. In
humans, the accumulation of LDL also looks
like a tube inside a vessel (ASL V-VI);

Coincidence 2. Similar clinical picture -
nutrition of organs is disturbed. In animals - by
increasing the size of the intima in the form of
a "tube". In humans - due to the accumulation
of LDL in the form of a "tube";

Coincidence 3. The same place of
development of LC - inside "tube". In animals
- LC development in the inflamed intima (tube
inside vessel). In humans — LC development in

cholesterol plaque (tube inside vessel);

Coincidence 4. Similar rate of
occurrence of ASL. In animals, the intima
becomes inflamed in a few weeks. In humans,

LDL also stick together within a week;

Coincidence 5. The same pathological
composition of ASL. Macrophages, LDL, MFC
and LC are found in ASL in animals and

humans.

Theories of AS appearance

The study of animal models on rabbits,
rats and other animals gave rise to the
emergence of to a large number of theories
concerning the appearance of AS. One of the
main theories is called the "Inflammatory
Theory", which fully explains the appearance
of the inflammatory process inside the intima
in animals under the influence of various

"factors" and "risks".>’

Questions about the possibility of using
"inflammatory" and other similar theories in
humans arise together with a more detailed
and careful consideration of ASL in humans.

Researchers note that for "some strange
reasons" anti—inflammatory therapy has no
impact on the appearance of AS in humans®*¢°
and, at the same time, ASL in humans appear
don’t

experimental animals — strong emotional

under conditions that exist in
experience.®’”” ASL are located differently in
the vascular bed, have different appearance,
different

complications occur differently.”” A large

causes of appearance, and

number of inconsistencies requires a
comparison between ASL in animals and ASL

in humans.

At the present stage, the characteristics
of AS, which are described as "the current
understanding of the pathogenesis of AS",
have changed greatly compared to AS in

animals. Systematic inflammation, swelling of
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all arteries and veins, swelling of the intima
around the ASL disappeared, but a long—term
developing local lesion appeared with a
unilateral location of the ASL in the arterial

lumen.

At the same time, the characteristics of
AS in humans also changed a lot. To date,
only a solitary ASL located from one side of
the arterial lumen is described (ASL I-1V), and
absolutely nothing s
tubular plaque (ASL V-VI

mentioned about

- CCP).

If you look closely at the description of
the contemporary official description of AS,
you can see that this kind of AS has
characteristics  that could make the
description of AS in an animal a little more
similar to ASL I-IV in humans. There is a single
plague with one LC, the intima near the
plaque is normal, the endothelium is
damaged only above the plaque, and is
located only in the muscular arteries. LDL are
absorbed by macrophages. MFC and LC are
in the intima. The inner

formed layer

destruction causes thrombus formation.

The problem is that it is not possible to
find a contemporary official description of AS
in vessels in animals or in arteries in humans —
it does not correspond to either real AS in an
animal or two real types of AS in humans.

Where did this type of AS come from?
In the process of comparing of the "original”
AS in animals and the contemporary official
of AS, a lot
characteristics can be observed. In animals, in

description of common

case of removal of unnecessary elements that

"create problems" for the identity of animal

AS and human AS, a contemporary official
description of AS appears.

How did the contemporary official
description of atherosclerosis come about?
To create a "contemporary official"
description of AS - "wrong" words and
sentences were removed from the text of the

"original" description of AS.
"After injury to the arteries and—veins

walls, due to feeding-with-pure-cholesterol;
as-well-as a large amount of LDL in the blood
of genetically-modifiedrats; the endothelial

cells become inflamed threugheout—al—the
arteries—and—veins—ef—animals: Under the
inflamed endothelium, the intima becomes
swollen and inflamed. The damage to intima
and endothelium occurs in—veins—and
muscular arteries. The-swollen-intima-causes
Fhe—blood—to—and—from—the—organs—is
from———chronie——isehemia. LDL  and
macrophages penetrate the inflamed,
swollen, loose intima through the damaged
endothelium. Macrophages take in LDL and
evolve into MFC. The subsequent MFC
destruction causes formation of a LC, which
contains liquid lipids and cholesterol crystals.
A-large-amount-of LC-oceupies—al-areas—of
E||e i“”a“led i“ti“la OI aIEeI-IeS a“d Ve-IIIS.
The LC increases in size and further occludes
the lumen of the artery. When increasing LC
occludes the lumen of the artery from one
side. Eaeh LC is several mm long. Due to
inflammation - VV begin to sprout from the
side of the outer layer. Muscle fibers migrate
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inside the intima. Also, fibrin strands are
formed inside the intima. In case of rupture of
the inner surface of the artery above the LC a

thrombus is formed. Calcium deposition leads

to ASL calcification. Fhe-colerof- thelestonat
t : I'I .||

As a result, the remnants of the edited

match the

"original" description

contemporary  official  description  of

atherosclerosis.

"After injury to the arteries walls, due to a
large amount of LDL in the blood the
endothelial cells become inflamed. Under the
inflamed endothelium, the intima becomes
swollen and inflamed. The damage to intima
and endothelium occurs in muscular arteries.
LDL and macrophages penetrate the
inflamed, swollen, loose intima through the
damaged endothelium. Macrophages take in
LDL and evolve into MFC. The subsequent
MFC destruction causes formation of a LC,
which contains liquid lipids and cholesterol
crystals. The LC increases in size and occludes
the lumen of the artery. When increasing LC
occludes the lumen of the artery from one
side. LC
inflammation -VV begin to sprout from the

is several mm long. Due to
side of the outer layer. Muscle fibers migrate
inside the intima. Also, fibrin strands are
formed inside the intima. In case of rupture of
the inner surface of the artery above the LC a
thrombus is formed. Calcium deposition leads
to ASL calcification."

The removal of "unnecessary"
elements completely changed the meaning of
the contemporary official theory of AS and
made it more adapted and universal, giving

answers to difficult questions:

- instead of a systemic process
accompanied with swelling of the entire
intima of all arteries and veins in an animal, AS
became localized, no more than a few mm. in

length;

— instead of damage to all veins and
arteries in the animal, only damage to the

muscular arteries appeared;

—in animals, instead of chronic ischemia
of all organs, local ischemia appeared at the
site of the plaque's appearance;

— instead of stagnation of blood caused
by the swelling of the intima of the veins in the
animal, a normal outflow from the organs

appeared;

— instead of systemic inflammation of
the intima of arteries and veins, impregnated
with MFC and LC in the animal, one tubercle
appeared with one LC, surrounded by a
healthy intima;

— instead of concentric occlusion of the
artery in case of inflammation of the entire
intima of the animal, an eccentric occlusion of
the artery appeared at the site of plaque

localization;

— instead of the rapid appearance of
swelling and inflammation of the intima of all
vessels in the animal, a prolonged infiltration
growth of the plaque into the lumen of the
artery appeared.

Unfortunately, such a "stripped-down
copy" is nothing more than a "fantasy on the
topic of medicine" and has no scientific and
practical basis. Thus, we can consider the
contemporary official description of AS as a
separate type of AS, which is not "identical"
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with any of the previously described types of
AS and is an artificially synthesized type of AS,
which is necessary to simulate the "identity"
between processes in organisms of animals

and persons.

As it was described in the previous
article, even the "original" description of AS
in animals cannot in any way be used to study
AS in humans. The same principle applies to
the artificially created, contemporary official
description of AS. The knowledge gained
from these types of AS cannot in any way be
used for the prevention, treatment and study
of AS in humans.

Try to compare ASL I-IV in human with
AS contemporary official description and
"original" description AS in animals.

There are some properties of ASL |-V
that coincide with both the contemporary
"original"

official description and the

description of AS in animals:

- ASL

inflammatory process;

I-IV appears due to the

— ASL |-V is located in the intima;

— ASL |-V has an endothelium in the
arterial lumen.

There are properties of ASL |-V that
only coincide with the contemporary official

description of AS:

— ASL I-IV looks like the only place in the
artery where macrophages and MFC

have been accumulated;
— ASL |-V has one single LC;

—there is a healthy intima around ASL |-
V;

— ASL I-IV has a small length (a few

mm.);

— ASL I-IV is located only in the muscular

arteries;

— ASL I-IV grows for a very long time

(tens of years).

There are some properties of ASL |-V
that don't coincide with both the
contemporary official description and the
"original" description of AS in animals:

— ASL |-V stretches the middle and
outer layer of the artery;

— ASL |-V begins to occlude the arterial

lumen only when it is greatly enlarged in

size;

— ASL |-V is replenished with LDL and
Macrophages only through VV;

- ASL |-V
endothelium;

never has damaged

— ASL |-V never ruptures into the
arterial lumen and does not form blood

clots.
Thus, we can conclude that the
contemporary official ("shortened")

description of AS does not have a complete
resemblance to ASL I-IV.

Let's compare ASL V-VI in humans
with AS contemporary official description
and "original" description AS in animals.

On numerous videos you can see the
main "real" ASL in humans, which is operated
both inside the artery with the help of special
instruments and open surgical operations —
ASL V=VI.""3 |n previous articles, the author

Medical Research Archives | https://esmed.org/MRA/index.php/mra/article/view/3293 15



https://esmed.org/MRA/index.php/mra/article/view/3293

Medical
Research
Archives

Refutation of the Identity of the Contemporary Official Description of

Atherosclerosis with the Real Atherosclerotic Lesions in Humans and Animals

has described in detail the appearance and
characteristics of ASL V-VI. Let us compare
them with AS with the contemporary official
and "original" descriptions of AS in animals.”
9

There are properties characteristic of
ASL V-VI that coincide both with the
contemporary official description and the
"original" description of AS in animals:

— ASL V-VI may contain macrophages,
MFC, LC.

There are properties characteristic of
ASL V-VI that only match the contemporary
official description of AS:

— ASL V=Vl is located only in the arteries
of the muscular type;

— ASL V-VI when the inner layer is
ruptured, a thrombus forms in the lumen
of the artery.

There are properties of ASL V-VI that
only coincide with the "original" description
of AS in animals:

— ASL V-VI looks like a tube;

— ASL V-VI blocks the arterial lumen

from all sides;

— ASL V-VI appears within a few days

and weeks.

There are properties characteristic of
ASL V-VI that don't coincide with both the
contemporary official description and the

"original" description of AS in animals:
— ASL V-VI consists of LDL;

— ASL V=-VI may delaminate;

— ASL V-VI has a uniform yellow color;

- ASL V-VI appears after a nervous

strain;
— ASL V=VI may not have LC;

— ASL V-Vl is easily separated from the

wall;
— ASL V-VI does not have VV:

— ASL V-VI does not cause bleeding
when detached from the wall;

— ASL V=VI may retain its shape when
removed from the artery;

— ASL V-VI has a smooth outer layer;

— ASL V-VI has a fibrous capsule from
the side of the arterial lumen and from
the side of the arterial wall;

— ASL V-VI in case of aging can be
destroyed and form emboli;

— ASL V-VI has damage only from the
side of the arterial lumen;

— ASL V-VI has branches that repeat the
branches of the arteries;

— ASL V-Vl is associated with high blood
pressure;

— ASL V-VI has a different length
ranging from 1 cm. to tens of centimeters.

Thus, it can be concluded that ASL V-VI
share several similar characteristics with both
the contemporary official description of AS
and the "original" description of AS in
animals. On closer examination, we can see
that ASL V-VI

properties, and single coincidences are of a

has a lot of individual
formal nature and do not confirm the identity

of these processes in any way.
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4 Separate types of AS
At the moment, using the obtained

data, we can briefly describe 4 separate types
of AS:

Type of AS Nel: The

description of AS in animals, which describes

"original"

the real processes occurring in the vessels in
experimental animals when the walls of the
vessels are injured in various ways (Figures
1.1-1.4);

Type of AS Ne2: The contemporary
official description of AS, which describes how
"AS should look like in animals" in order to
"look like" AS in human AS. It is a completely
fictional description of AS, which is designed
to "combine" the characteristics of AS in an
animal and a person (Figures 1.5-1.8);

Type of AS Ne 3: ASL |-V — a type of AS
in humans that is never seen on video, which
is described only in the literature and
illustrates a "similarity" of AS in humans and
AS in animals. In theory, ASL I-IV is the

predecessor of ASL V-VI (Figures 1.9-1.12);

Type of AS Ne 4: ASL V-VI - a real,
separate and most dangerous for humans,
type of AS that causes heart attacks and
strokes in humans, which has nothing to do
with AS in animals, with the contemporary
official description of AS, and also has nothing
to do with ASL I|-IV. Described in the
classification as a of the
development of AS in humans after ASL I-IV.

continuation

There is no description in the literature of an
"early" plaque (ASL V) in the form of a soft
elastic tube, in which LCs are completely
absent. It is an independent structure with its

own etiology, pathogenesis, appearance,

clinical manifestations, complications,
prevention and treatment options (Figures
1.13-1.16). ASL V=VI — described in detail in

previous articles by the author.””

Conclusion

The "contemporary understanding of
the pathogenesis of AS" is based on the
believe that the pathological processes in
animal arteries occur in exactly the same way
in human arteries. Over the past 100 years, no
one has been able to verify this statement. As
it was shown in previous articles, animals and
humans have three completely different types
of AS (one in animals and two in humans). This
article has addressed the question of why the
contemporary official description of AS is
entirely differs from the description of the
three independent types of atherosclerosis
that actually occurs in animals and humans. As
follows from the result of the analysis in the
article, the "contemporary official"
description of atherosclerosis is a modified
(shortened) description of AS in animals,
which, as a result of such a change completely
changed the meaning and the nature of the
"contemporary pathogenesis of AS". Such a
"stripped-down copy" has no scientific and
practical basis. We can consider the
contemporary official description of AS a
separate type of AS, which is not "identical"
with any of the previously described types of
AS and is an artificially synthesized type of AS,
which is necessary to simulate the "identity"
between processes in organisms of animals
and persons. The contemporary official

description of atherosclerosis is a description
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that is completely divorced from the reality.
Such artificial syndrome does not exist neither
in animals, nor in humans. The "original"
description of AS in animals cannot in any way
be used to study AS in humans. The same
principle applies to the artificially created,
contemporary official description of AS. The
knowledge gained from these types of AS
cannot in any way be used for the prevention,
treatment and study of AS in humans. For the
treatment and prevention of atherosclerosis in
humans, it is necessary to study the really
dangerous to  the  human  health
atherosclerotic lesions of type V and VI, which

we call "cylindrical cholesterol plaque".””
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Additional materials

All four types of AS are different from
The
description of AS sometimes "coincides" with
AS (italics) in animals (highlighted in bold),

sometimes "coincides" with one type of AS in

each other.

contemporary  official

is also can be seen that the contemporary

humans (ASL I-1V) (highlighted in bold). But it

Table 1. Etiology and pathogenesis of the four types of AS

and strokes in the human arteries.

official description has almost no "common
properties” with the real type of human AS
(ASL V-VI), which creates the main problems,
and which is the main cause of heart attacks

"Original" model of
AS in animals
(Figures 1.1-1.4)

Contemporary official
description of AS.
Is not present in
humans, not in animals
(Figures 1.5-1.8)

Types ASL I-IV
in humans
(Figures 1.9-1.12)

Types ASL V-VI
in humans
(Figures 1.13-1.16)

The cause of ASL

Injury with the help of
a balloon, a great
amount of cholesterol,
LDL in the blood

"Factors" and "risks",
"elevated blood

noon

pressure”, "adverse
hemodynamic
conditions", elevated

LDL level in the blood

Prolonged spasm of
the artery wall, which
caused inflammation

inside the arterial wall

Strong nervous
overstimulation.
Catastrophes of local
and global significance,
unsuccessful
"prevention" of the
"contemporary" type of
AS - "quitting smoking"

and "weight loss"

nervous
overstimulation on
the appearance of
ASL

The influence of Yes. Yes. No. No.
elevated level of LDL Only in genetically
on appearance of modified rats
ASL
The influence of No. Yes. Yes. Compression of the
elevated pressure of The appearance of swirl Prolonged artery much higher than
appearance of ASL zones causes "damage compression causes "normal" causes
to the endothelium” inflammation in the | accumulation of LDL and
and the appearance of artery wall the appearance of
inflammation in one plaque
place
The influence of Yes. Yes. None. No.
"factors" and "risks" Only artificial Only artificial chemical It doesn't have It doesn't have impact
on the appearance chemical and physical | and physical irritants impact on on appearance
of ASL irritants appearance
The impact of No. No. No. Yes.
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"Original" model of
AS in animals
(Figures 1.1-1.4)

Contemporary official
description of AS.
Is not present in
humans, not in animals
(Figures 1.5-1.8)

Types ASL I-IV
in humans
(Figures 1.9-1.12)

Types ASL V-VI
in humans
(Figures 1.13-1.16)

Mechanism of the
appearance of ASL

In case of inflammation
of the intima of all
arteries and veins, the
intima becomes loose,
swollen. Macrophages
and LDL penetrate
through the
endothelium, a lot of
LC is formed

Inflammation of the
endothelium of the
arteries. Macrophages
and LDL penetrate
through the
endothelium, and one
LC is formed. Sprouts
into the arterial lumen.
the "intima" is healthy

around

Local inflammation of
all layers of the artery
(intima, middle and
outer layer). VW
germinates from the
outer layer. Elements
penetrate through
WV, causing the
formation of one LC.
Grows outward,
stretches the outer

and middle layer

LDL are accumulated in
the form of a ring in
front of the place of

strong narrowing.
Further increases in

length in the form of a
tube. Gradually, LDL

stick together, forming a

soft, strong, elastic tube

in the arterial lumen

The rate of
appearance and
development of ASL

Several weeks (due to
inflammation and
swelling of the intima
and the development
of numerous LCs

within the intima)

Several decades

Several decades

A loose, weak plaque
forms in a few minutes,
(due to the accumulation
of LDL in front of the
obstruction). After a few
days, a dense, strong,
elastic plaque is formed
(due to LDL gluing
together). After LDL
gluing and FC formation,
the plaque structure is
only destroyed

How does the ASL
influence the blood

flow

Initially, it blocks the
lumen only
concentrically (due to
intimal swelling), later
eccentrically (due to
the growth of LC)

Always eccentrically.

Grows long

Always eccentrically.

Grows long

Initially occludes the
lumen only
concentrically (due to
adhering LDL inside the
artery). In the future,
eccentrically (due to the
dissolution of the
plaque). Growth of LC
within the plaque does
not affect the lumen of
the artery
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Table 2. Structure of the four types of AS

"Original" model of AS in
animals
(Figures 1.1-1.4)

Contemporary official
description of AS.

Is not present in
humans, not in
animals
(Figures 1.5-1.8)

Types ASL I-IV
in humans
(Figures 1.9-1.12)

Types ASL V-VI
in humans
(Figures 1.13-1.16)

The appearance
of ASL

Swollen, inflamed, loose
vascular intima,
impregnated with MFC and
numerous LCs, with a large

Single tubercle
towards the arterial
lumen, covered with

"damaged"

Single tubercle
towards the outer
and middle shell.
These shells are

Elastic, yellow, soft,
strong,
homogeneous tube
inside the lumen of

appearance of
ASL

arteries in an animal. Locally
- only when injured by a

balloon

arteries with a

muscular layer

arteries with a

muscular layer

amount of fibrin and endothelium stretched. the artery. Follows
smooth muscle cells. The containing one LC Protrudes beyond the contours and
color of the lesion at the outer branches of an
autopsy is white anatomical artery
dimensions
Systematic Yes. No. No. No.
processes
The place of Systemically. All veins and Locally. Only in Locally. Only in Locally. Only in

arteries with a

muscular layer

What does the
ASL consist of

Consists of swollen, loose,
inflamed intima. It is
impregnated with MFC and
LC, muscle cells, calcium
crystals, fibrin filaments.
There are no free LDL, as
they become absorbed

immediately

There is one LC There
are many MFC
around it. There are
no free LDL, as they
become absorbed

There is one LC
There are many
MFC around it.
There are no free
LDL, as they
become absorbed

Only from LDL,
which are glued
together with
fibrous threads
Inside and outside
covered with a
fibrin layer

The presence of

inflamation

Yes.
(only after injury caused to
walls)

(in veins and arteries)

Yes.
(only after injury

caused to walls)

Yes.

Firstly no. After the
formation of plaque

(inside a plaque)

The presence of
elements - LDL

There are few free (are
absorbed immediately).
They come through
endothelium

There are few free
(are absorbed
immediately). They
come through
endothelium

There are few free
(are absorbed
immediately). They
come from the
outer layer of an
artery through W

There are a lot of
free LDL. The whole
plaque fully consists

of LDL

Where is LDL
located

Only in macrophages and
MFC (in veins and arteries)

Only in macrophages
and MFC in arteries

Only in
macrophages and
MFC in artery

The whole plaque
consists of LDL

The presence of

elements -

macrophages

There are a lot of them.
They come through
endothelium

There are a lot of
them. They come
through endothelium

There are a lot of
Free MFC. The

come from the

There are few of
them. They come
through the
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"Original" model of AS in
animals
(Figures 1.1-1.4)

Contemporary official
description of AS.

Is not present in
humans, not in
animals
(Figures 1.5-1.8)

Types ASL I-IV
in humans
(Figures 1.9-1.12)

Types ASL V-VI
in humans
(Figures 1.13-1.16)

outer layer of artery

damaged FC, stay

through W near the site of
damage of FC
The presence of A lot of them A lot of them A lot of them A few — near the
elements - MFC place of rupture of
FC

Where are Along the entire length of In single LC in artery In single LC in In places of rupture
macrophages and inflamed intima (in veins artery of FC, under FC
MFC located and arteries)
The presence of A lot of them One. One. Near the damage of

elements - LC

FC

Where the LC is

located

Along the entire length of
inflamed intima (in veins

and arteries)

In one single place in

arterial wall

In one single place

in arterial wall

In places of rupture
of FC, under FC

The presence of Yes. Yes. No. Yes.
elements —

calcium

The presence of Yes. Yes. Yes. No.
elements - W (in veins and arteries) (in arteries) (in arteries)

What is covered The intima is covered with | The intima is covered The intima is The plaque is

ASL from the side
of the lumen of

the vessel

damaged endothelium

with damaged

endothelium

covered with
damaged

endothelium

covered with a
fibrous cap. Intima
is healthy. The
endothelium is
located between
the plaque and the

intima

The surface of
ASL from the side

of vessel’s wall

Normal junction of the
intima with the inner wall of

veins and arteries

Common junction of
the intima with the

inner wall of the

Common junction
of the intima with

the inner wall of

The plaque is
externally covered

with a fibrous layer,

artery the artery adjacent to the
endothelium and
intima of the artery
Stretching of No. No. Yes. No.

vessel membranes

(middle and outer

membranes)

The length of ASL

Over the whole surface of
all veins and arteries.
Each LC within the inflamed
intima is limited to a few

mm in length

Only a few mm.

Only a few mm.

Only a few mm.
From a few
millimeters to tens

of centimeters
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Table 3. Clinical manifestations and implications of the four types of AS

"Original" model of AS
in animals
(Figures 1.1-1.4)

Contemporary official
description of AS.

Is not present in
humans, not in
animals
(Figures 1.5-1.8)

Types ASL I-IV
in humans
(Figures 1.9-1.12)

Types ASL V-VI
in humans
(Figures 1.13-1.16)

Clinical

manifestations

Chronic ischemia of all
organs, impaired blood

flow from all organs

Chronic ischemia of

one organ

Asymptomatic for a
long time, then

chronic ischemia of

Acute organ ischemia

after a few days

one organ

Time of Immediately after During the last 10-20 | During the last 10— | In a few days after the

appearance of intima’s swelling years 20 years beginning of nervous

Chronic ischemia Increase with LC growth overstimulation
inside the lumen

Symptoms of Thrombus. After Thrombus. After None. The At the beginning — a

acute ischemia

endothelial rupture

over LC

endothelial rupture

over LC

endothelium above
the plaque is always

intact

few days after the
beginning of nervous
overstrain and the
appearance of the
plaque.
During plaque aging:
when FC ruptures
above LC - thrombus;
when part of the
plaque is torn

The impact of
"factors" and

It is claimed that yes.
Such factors are not

It is claimed that yes

Yes.
They strengthen

Yes.
It has impact on

"risks" on present in animals. Only the inflammatory aging and destruction
development and artificial irritants process of plaque
appearance of

implications

Implication - No. No. No. Yes.
embolism

Implication — Yes. Yes. No. Yes.
thrombus

Implication - No. No. No. Yes.
aortic dissection

Implication - No. No. No. Yes.
unstable

atheroma with

thin lid

Implication - the Absense of FC Absense of FC Absense of FC Yes.

damage to fibrous
cap
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"Original" model of AS | Contemporary official Types ASL I-IV Types ASL V-VI
in animals description of AS. in humans in humans
(Figures 1.1-1.4) Is not present in (Figures 1.9-1.12) (Figures 1.13-1.16)
humans, not in
animals
(Figures 1.5-1.8)
Implication - Often. Often. No. No.
endothelial Endothelium is
damage located between the
plaque and arterial
wall
Implication - the No. No. No. Yes.
malfunctions of
chemoreceptors
Implication - the No. No. No. Yes.
influence of the
plaque itself on a
persistent
increase in
systemic arterial
pressure — a
violation of work
of the
baroreceptors
Implication - No. No. No. Yes.
increase of level
of LDL
Implication - Along the entire length Along the entire No. In places of
calcification of intima (in veins and length of intima destruction and

arteries)

dissolution of LDL.
Repeats the contours
of ASL
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Table. 4 The prevention and treatment of the four types of AS

"Original" model
of AS in animals
(Figures 1.1-1.4)

Contemporary
official description
of AS.

Is not present in
humans, not in
animals
(Figures 1.5-1.8)

Types ASL I-IV
in humans
(Figures 1.9-1.12)

Types ASL V-VI
in humans
(Figures 1.13-1.16)

Treatment

Anti— inflammatory

therapy

Anti- inflammatory

therapy

Anti-inflammatory

therapy

Drugs for increased
nervous excitability and
severe compression of

the artery, removal of
plaque from the artery

Prevention

Anti— inflammatory

Anti- inflammatory

Anti-inflammatory

Drugs for increased

be removed from

removed from

removed from

removed from

therapy therapy. therapy nervous excitability and
Elimination of strong compression of
factors and risks artery, stopping
"quitting smoking ", attempts to "quit
"weight loss", smoking" and "lose
"treatment of type- weight", restoring the
2 diabetes" normal functioning of
the nervous system in
various ways
Treatment - the Affects in Claimed to be yes No impact at all Does not affect the
impact of statins genetically appearance, growth and
on appearance of modified rats destruction of the
ASL plaque
Treatment - No. No. No. Yes.
surgical treatment
Treatment - can Cannot be Cannot be Cannot be Easy to remove without

damaging the artery wall

to gradually
remove (in layers)

an artery vessels without vessels without vessels without

damaging the damaging the damaging the

artery wall artery wall artery wall

Treatment - tools No tools No tools No tools A lot. Various: scrapers,
to remove cutters, rings, etc.
Treatment - Cannot be Cannot be Cannot be Easily removed. Retains
possibility of removed removed removed shape
removal while
maintaining the
shape
Treatment - ability No. No. No. Yes,

easily separated in
pieces or whole without
damage to the artery
and the person
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"Original" model
of AS in animals
(Figures 1.1-1.4)

Contemporary
official description
of AS.

Is not present in

humans, not in

Types ASL I-IV
in humans
(Figures 1.9-1.12)

Types ASL V-VI
in humans
(Figures 1.13-1.16)

animals
(Figures 1.5-1.8)
Treatment - what The "plaque” The "plaque” The "plaque” The inner layer consists
does the inner cannot be cannot be cannot be of endothelium. The

wall of the

removed. The

removed. The

removed. The

inner wall of the plaque

"plaque” look like | inner layer consists | inner layer consists | inner layer consists can be completely
after removal? of endothelium of endothelium of endothelium healthy — smooth, shiny,
without bleeding and
necrosis. With aging,
there are places of
damage from the lumen
of the artery
Treatment - what The "plaque” The "plaque” The "plaque” The outer wall of the
does the outer cannot be cannot be cannot be plaque can be
wall of the removed removed. removed completely healthy —

"plaque” look like

after removal?

smooth, shiny, without
bleeding and necrosis

Treatment - what

does the arterial

Wound surface

with bleeding from

Wound surface

with bleeding from

Wound surface with
bleeding from the

After removal of the

plaque, the artery wall is

wall look like after the WV the W VWV Cavity in the completely healthy —
removal of wall of the artery smooth, shiny
plaque? from the stretched

middle and outer

membranes from

which liquid

contents leaked

Treatment - No. No. No. Yes.

balloon expansion

and stent fixation
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