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Abstract

These facts, from the point of view of logic and the cause-and-effect relationship of the observed events, are a striking
example of an inexplicable selective approach to assessing one's own professional activity. Is it necessary to further explain
that such an understanding of the problem crosses out any hopes for progress in this direction? Finally, current efforts to
move the solution of the AP problem from a dead point lack a comprehensive connection with the real situation in this
area and do not take into account the facts without which one cannot count on the expected success
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Introduction

The concept of acute inflammation of the lung tissue or acute pneumonia
(AP) has changed throughout the history of this disease depending on the
discovery of new information about the essence of the process. Thus, for
many centuries this disease was considered a severe inflammation that did
not pose a danger to others. The development of microbiology made it
possible to identify the causative agents of these processes, showing that AP
does not belong to the category of specific inflammations and can be caused
by various types of bacteria, including ordinary symbionts of the body [1,2].
These circumstances confirmed the old postulate that pneumonia is
something you get sick with, not something you catch. Since the discovery
and study of microbiological factors in the etiology of AP, Streptococcus
pneumoniae has emerged among its pathogens, which, due to its absolute
prevalence, has received a very specific term. The frequency of
pneumococcus in the etiology of AP was stable in the list of pathogens at a
level of 95% or more until the middle of the last century [3-7]. Beginning
from this period, after the discovery and widespread use of antibiotics, the
hegemony of this pathogen began to disappear irrevocably and never again
even approached its original indicators [8]. However, looking ahead, it is
necessary to note a very characteristic and indicative fact. By now, the
etiology of pneumonia has changed dramatically compared to the initial
period of antibiotic use. However, this obvious phenomenon does not affect
the treatment strategy. The main goal for many years was the early detection
of the causative agent of the process to accelerate targeted antimicrobial
therapy. But despite the constant improvement of microbiological diagnostic
methods, in more than half of the cases the causative agent of AP remains

unidentified [8]. Among the remaining observations of the disease in which
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it was possible to establish the etiology with a certain degree of probability,
the prevalence of viral forms of inflammation is increasingly noted [9-11].
Thus, in reality, bacterial pneumonia accounts for only a small number of
cases. Therefore, the fairly widespread assessment of the role of
pneumococcus in the etiology of AP quite reasonably causes surprise and
concern. Thus, despite such meager statistics of bacterial forms of AP, a
number of specialists continued to assert until recently that the main
causative agent of the disease remains pneumococcus, noting its leadership
in the list of established microbial variants [12,13]. Even greater controversy
is caused by the recommendations often given on the basis of such
conclusions regarding the further improvement of pneumococcal vaccines
[12,13]. If we consider such statements from the position of even theoretical
unprovenness of the fact that a vaccine against one pathogen can ensure
success with such a polyvalent etiology, which is characteristic of AP, then
we can understand the basis of those paradoxes that are observed today in
this section of medicine. For a long period, the etiology of AP was associated
exclusively with bacterial strains, which corresponded to the real state of
affairs. For example, fungal forms of the disease were largely considered a
consequence of intensive antibacterial treatment and were described in the
literature as rare. In addition, they were not particularly acute in
development. Currently, fungal forms are gradually ceasing to be a rarity in
clinical practice and the experience of their treatment in the literature is
already based on group observations [14,15]. Viral pneumonia, first
described in the first half of the last century [16], was also a rare variant of
acute inflammation of the lung tissue for a long time. However, by the early
2000s, the situation had changed significantly and viral forms of the disease
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accounted for almost half of all AP observations in the world [17,18].

Surprisingly, such statistics did not affect treatment approaches, which
continued to rely on antibiotics as the main treatment. The relatively sudden
events associated with the SARS-CoV-2 pandemic should have become very
illustrative and instructive examples for modern official medicine. On the
one hand, a dilemma arose regarding the rapid spread of infection and the
introduction of quarantine measures. At the same time, the flow of patients
with inflammatory processes in the lung tissue unexpectedly increased. Such
unexpected conditions and circumstances represented a genuine and
impartial assessment of the quality and effectiveness of medical care, as well
as its readiness for such cataclysms. On the other hand, the influx of patients
with viral pneumonia COVID-19 into hospitals made it possible to analyze
the professional understanding of the dynamics in the etiology of AP, which
is observed throughout the entire period of antibiotic use, and to note the
ability of expert thinking to adapt to new non-standard challenges. Now, as
past and current events and phenomena of reality show, the reasons for the
fiasco that medicine suffered during the pandemic remain largely
misunderstood and unanalyzed. The tense, anxious and even panicky
atmosphere that arose in society with the onset of the SARS-CoV-2
pandemic was not due to the super-aggressiveness of the unknown pathogen.
The claim that the coronavirus was highly dangerous was largely far-fetched
and arose as a result of the inability of official medicine to provide effective
assistance in cases where such a need arose. We have enough
counterarguments not to accept such a claim on faith without assessing the
real circumstances. Firstly, not only the significant increase in viral
pneumonia in recent decades required a revision of the principles of medical
care, which continued to rely on antimicrobial drugs. By the time the
pandemic emerged, medicine had already faced two major epidemics of this
pathogen, characterized by a predominant tendency towards pulmonary
processes (SARS and MERS), and coronavirus pneumonia continued to be
registered in everyday practice in the post-epidemic period, accounting for
up to 5% of cases among all observations of AP [19,20]. Despite these facts,
there were no significant changes in the previous therapy, and this is also a
fact. Secondly, the very fact of the rapid spread of the new strain of
coronavirus and the introduction of quarantine measures did not have a
significant impact on the results of morbidity and mortality. For example, the
"Swedish experiment" in abandoning such measures yielded very impressive
results [21,22]. The spread of coronavirus among the population of different
continents was variable, reaching large scales in a number of countries.
However, the ratio of the range of consequences of such infection remained
the same regardless of the observation zone. On average, 20-40% of infected
people demonstrated latent carriage of the pathogen, learning about it only
after testing [23,24]. In other observations, contact with this pathogen was
accompanied by symptoms of the disease, which in most cases was mild, did
not require hospitalization, and recovery was achieved without any specific
means of providing assistance. Only about 15% of infected people required
hospitalization in general departments and another 5% were sent to intensive
care units [23,24]. The overall mortality rate did not exceed 1-2% [25].
Thirdly, despite the rather favourable statistics of the pandemic, this invasion
clearly demonstrated that the level of modern medicine does not have reliable
levers of influence in case of illness and cannot guarantee a cure regardless
of the initial condition of the patient. In the context of the increased number
of patients with COVID-19 pneumonia, nothing more possible was proposed
than to continue the widespread use of antibiotics [26-28]. In general, all
medical care turned out to be at the level of symptomatic and auxiliary
means. In such a situation, the prospect of getting infected and getting sick
naturally provoked uncertainty in medical care and caused a feeling of fear
not so much among the population as among specialists working with this
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contingent of patients [29-32]. Fourthly, instead of critically assessing the
existing approaches and principles of providing medical care to patients with
inflammatory processes of the lungs in general and coronavirus in particular,
leading specialists began to look for the reasons for failures in the political
plane, thus trying to find an explanation for the ongoing professional
stagnation in this area [33,34]. Against this background, the final assessment
of the results of the pandemic, presented by some of the above-mentioned
authors, who have now begun to prove the success of medicine in the fight
against coronavirus by vaccinating the population, looks paradoxical [35].
Such an assessment, with an emphasis on disease prevention, the success of
which is highly questionable due to the need for unusually frequent repetition
of more advanced drugs and taking into account the results of the above-
mentioned "Swedish experiment”, does not contain a critical analysis of
treatment measures. In other words, the most important aspect of the
pandemic results is ignored, according to which the United States turned out
to be the leader in the number of fatalities [36]. These facts, from the point
of view of logic and the cause-and-effect relationship of the observed events,
are a striking example of an inexplicable selective approach to assessing
one's own professional activity. Is it necessary to further explain that such an
understanding of the problem crosses out any hopes for progress in this
direction? Finally, current efforts to move the solution of the AP problem
from a dead point lack a comprehensive connection with the real situation in
this area and do not take into account the facts without which one cannot
count on the expected success. Thus, throughout the entire period of
antibiotic use, there has been a radical change in the list of pathogens of this
disease and its constant dynamics, which indicates the influence of this
therapy on this phenomenon. Many years of attempts to learn to recognize
the constant change of pathogens of AP have not been successful and the use
of antibiotics continues as an empirical choice, and not a targeted
appointment. The broadest stake on these drugs, regardless of the etiology of
inflammation (see the pandemic experience above), has long led to the fact
that their justification for prescribing to this category of patients has
significantly decreased, and their effectiveness in the absence of indications
raises legitimate doubts.In the present period, when viral forms of
inflammation begin to prevail in diagnostics of AP, real bewilderment arises
after affirmative assurances about the expected prospects of success of
improved systems of bacteriological testing and further development of new
forms of antibiotics [37-40]. Such statements can have, in my opinion, two
possible reasons. On the one hand, this is the result of strictly automatic
adherence to those unshakable stereotypes that have dominated in this
section of medicine for many years without due analysis and comprehensive
interpretation of the constantly occurring changes. On the other hand, such
statements may well reflect lobbying of the interests of those companies that
are engaged in the development and production of diagnostic systems and
new generations of antibiotics. In any case and regardless of the presented
assumptions, from a professional point of view, medicine has already crossed
the line beyond which it becomes obvious that the nature of the pathogen
does not have a decisive influence on the clinical picture of the disease and
its leading signs remain regardless of the change in etiology. At the same
time, without a critical analysis of the changes that have already occurred
under the influence of antibiotics, it is very reckless to continue further
development of this therapeutic direction. The mention of possible lobbying
of the interests of various companies may well cause objections and even
indignation at such suspicions. However, before being indignant at the
assumption of such professional priorities, let us calmly look again at the real
circumstances and changed conditions. If there is a professional
understanding of what happened to the etiology of AP as a result of long-
term antimicrobial exposure and how viruses turned into the leading group
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of pathogens, then a logical question arises: why, realizing the causes and

consequences of such a transformation, is the previous strategy so
passionately supported, which led to the observed shifts, and itself no longer
corresponds to the new conditions? | am deeply convinced that anyone who
honestly and impartially tries to answer such a question will come to the
same two conclusions as indicated above.However, supporters of further
development of new generations of antibiotics have what they consider an
irrefutable argument. This argument and basis is the global problem of
resistant microflora. This problem has been “raised on a shield” by the WHO
in recent years [39,41], declaring resistant bacteria one of the global health
problems. In this regard, the question immediately arises: why has this
phenomenon, the danger of which was warned about and objectively
confirmed by the founders of this therapy [42,43], been passively observed
for decades, without taking decisive measures to prevent it? It is unlikely that
one can expect to receive an unambiguous and logical answer to this
question, if already in the recent period, when all the above problems have
become maximally aggravated, many specialists, noting the danger of further
development of resistant microflora, at the same time unjustifiably widely
prescribe antibiotics for viral pneumonia [26-28]. Today, resistant microflora
is not only considered a compelling justification for developing new forms
of antibiotics, but is also actively used as a reason to explain unsuccessful
treatment results and fatal outcomes. And vyet, if you carefully study the
conclusions about the danger of resistant microflora, which have become so
widespread recently, you can see that in the vast majority of cases such
conclusions are unfounded declarations. In the rare publications that provide
statistics on AP, when resistant strains are indicated as the causative agent,
the frequency of such cases does not exceed 1-2% [44,45]. In recent
publications, the authors provide indicators in relation to all observations of
the disease, and not only in relation to a small group of exclusively bacterial
processes. Thus, statistically, there is no particular reason to fear such
microflora, since the frequency of processes with its participation is
extremely low. In addition, the indicated frequency of resistant pathogens in
AP is many times lower than, for example, the latent carriage of MRSA
among some population groups [46-48]. Many strains of bacteria, having
become resistant, have long been identified as symbionts of the body,
causing no harm to it. The need to sanitize such observations with a course
of antibiotics continues to be discussed to this day [49], although there is no
need for this, except for the unreasonably excited fear of this microflora. No
one has presented evidence that bacteria, developing their resistance to
antibiotics, really become more aggressive and dangerous. So, what is the
problem? This circumstance can be found only one logical explanation.
While maintaining a commitment to the use of antimicrobial drugs as the
main treatment, medicine suddenly clearly understood that at this stage, with
the prevailing version of the essence of the disease, there are no other
solutions except for the development of more advanced antibiotics. At the
same time, there is no understanding that such a race to suppress bacterial
pathogens does not provide a way out of the impasse. But what about the
treatment of already developed viral processes? It turns out that we are
observing a vicious circle of a race in which even a theoretical possibility of
success is not visible. Thus, the presented analysis of the currently existing
prerequisites and factors for the occurrence of AP shows that such a
transformation of the general disease environment did not have a significant
effect on its clinical picture, emphasizing the importance of localization of
the inflammatory process and the leading role of morpho functional disorders
of the affected organ, and not the type of pathogen. The so-called microbial
theory of AP, finally formed under the didactic influence of antibiotics,
requires immediate revision with the bringing of professional ideas into line
with the basic rules and laws of medical and biological science. The
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dominant role of the etiology of the disease in modern medicine should give
way to pathogenetic approaches to solving this problem. Excessive
professional passion for the narrowly specific action of antibiotics should be
adapted to a meaningful and realistic understanding of their auxiliary role in
comprehensive care for patients with AP.
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