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ABSTARCT
A systematic approach to the treatment of acute inflammatory
processes of the lungs has been formed over the past decades
under the influence of the use of antibiotics. Inspiration for
practitioners and hope for patients came as a result of the
phenomenal results of the first experience of penicillin therapy.
This psychological effect and some euphoria were quite
understandable and corresponded to the initial results, but the
subsequent course of events with the growth of resistance of
pathogens and a decrease in the effectiveness of antibiotics
looks, to put it mildly, strange and illogical.
Keywords:Bacterial resistance; Microflora; Acute pneumonia

INTRODUCTION
After the widespread introduction of antibacterial therapy, there
was a gradual decrease in its effectiveness, which continues
throughout the entire period of its use. The process of
adaptation of microflora to pharmacological aggression in
comparison with the initial state has already achieved significant
changes, resulting in a fairly representative group of antibioticresistant strains. The slow but steady loss of effectiveness of
antibiotics required constant development and introduction of
new forms of medicines. Today, the result of this continuous and
intensive work is a long list of different antibiotics and their
generation, which was the result of forced competition with
growing bacterial resistance.
It is well known that microflora is one of the representatives of
the living biological sphere and as a biological object is able to
adapt to changes in environmental conditions. In this regard,
the development of antibiotic resistance should be considered as
its mandatory and inevitable mutation in response to an
external threat. This interpretation of the consequences of
antibacterial therapy does not allow us to consider its use as an
infinitely harmless method of treatment, does it? This obvious
circumstance is enough to cast doubt on the logic and validity of
official medicine's perception of the role of antibiotics in the
treatment of patients with acute pneumonia (AP), as the main,
and often the only means.

However, the desire and intuitive desire to successfully continue
using antibiotics prevailed over a rational scientific assessment of
their role in the complex of General medical care for these
patients. As a result, despite the reduced effectiveness of these
drugs and an increase in the number of resistant strains of
bacteria, the initial treatment of many patients was carried out
on the principle of "antibiotics alone". Moreover, it has become
quite common to use a single drug as the main treatment for a
number of diseases that are not comparable in their clinical
characteristics, but coincide in the identity and sensitivity of the
suspected pathogens. No one in the medical scientific world has
thoroughly questioned why antibiotics are gradually being
elevated to the status of a panacea, while the number of patients
for whom such treatment does not achieve its goal is becoming
more and more every year.
This question is not only appropriate, but also necessary. After
all, we are talking about drugs that initially have only one action
antimicrobial. They do not show any other therapeutic effects.
Therefore, the use of antibiotics as the main treatment can only
have one goal to suppress the microbial pathogen, right? But
nature has not changed its rules for the development of
inflammation, has it? What result of antibacterial therapy can
the patient's body get when the function of the affected organ,
especially such an important one as the lungs, is disrupted as a
result of the onset of an inflammatory reaction? The more severe
and faster the inflammatory process develops, the more dramatic
its functional consequences are and the more difficult it is for
the body to cope with them without additional help. I think that
this axiom does not require further explanation, since it reflects
well-known biological features and patterns of development of
inflammatory diseases.
Over the past few decades, persistent but unsuccessful attempts
to restore the former effectiveness and universality of
antibacterial therapy have continued. As a result of such efforts,
the system of views on the nature of AP during this time has
significantly shifted towards the leading role of its pathogens,
and the disease itself has become treated as infectious, without
any signs of the actual infectious process. Although most
patients with this disease continued to be cured without an
objective determination of its etiology, each failure was usually
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attributed to the lack of bacteriological tests for rapid diagnosis
of the pathogen and the inability to conduct targeted
antibacterial therapy.
Explaining the reasons for unsuccessful treatment is only a
search for their interpretation, but patients with AP in such
situations need real additional help. In accordance with the idea
that the main cause of AP is its pathogen, the virulence of which
determines the entire subsequent picture, the experience of
additional assistance received in other inflammatory processes
was automatically transferred to this group of patients. If we
evaluate the complex of treatment methods used in patients
with severe forms of AP, this list will differ little from the
complex treatment, for example, in patients with diarrhea or
peritonitis. The leading role among these additional methods is
taken by standard infusion therapy for critical situations.

REVIEW AND LITERATURE
The General scheme of such complex treatment is widespread
and generally accepted, but it does not significantly change the
fate of severe patients with AP. The mortality rate in this group
of patients admitted to intensive care units reaches 36%-50%
[1-3]. But even in this case, explanations are given that
contradict objective data. Septic shock is considered one of the
main causes of death in AP, although positive bacteriological
blood tests in such patients do not exceed 10% [4,5]. It is
believed that the high percentage of sterile blood cultures is due
to the pre-administration of antibiotics [6,7]. However, it
remains completely unclear why such effective antibacterial
therapy does not prevent the development of septic shock. Or
maybe the AP-shock clinic has a different mechanism of
development?
All acute inflammatory processes of non-specific etiology
develop within the systemic circulation and only AP is the only
disease with localization in the pool of the small circle of blood
circulation. This feature of AP is fundamentally important for
understanding the pathogenesis of the disease, and even the
basics of medical education contain fundamental information
about the close relationship and interdependence of two blood
circles, as well as about the fundamental differences between the
blood flow in these systems and the mechanisms for preserving
such features.

effect of infusion therapy on the hemodynamic parameters of
such patients is clearly visible, the justification of which is
currently based solely on assumptions and theoretical
expectations. From my point of view, if this method of medical
care, openly directed against the mechanisms of unloading the
small circle of blood circulation, was first subjected to reasoned
and objective scientific justification, it would not receive
recommendations for its wide clinical application, especially in
the initial stages of AP.
All of the above information does not have a novelty label.
Moreover, more than 30 years ago, it was used as the basis for
revising the concept of AP and found additional confirmation
in the results of special studies and clinical trials, which allowed
us to talk about the possibility of guaranteed prevention of
complications of the disease [10]. However, the results of this
work were initially presented only in Russian [11]. In addition,
at that time, the situation in this field of medicine was more
favorable and compared favorably with the current conditions.
The gradual decline in the effectiveness of treatment of patients
with AP and the absence of noticeable abrupt changes made it
difficult for many researchers to see the causes of this problem
from a different angle.
The situation has changed dramatically in recent months due to
the onset of the pandemic. The search for the source of this
universal tragedy occupies a prominent place in its research.
However, regardless of the origin of the coronavirus, the ground
for the manifestation of its character has been prepared over the
past decades. And here it is necessary to return to bacterial
forms of inflammation and antibiotics, despite the fact that we
are talking about seemingly different problems.
Antimicrobial activity of antibiotics can be directed not only
against pathogens of the disease. These drugs will surely have an
impact on the symbiotic microflora. This action can change the
accompanying microbial landscape. One example of such
consequences can be the identification of atypical
representatives and, in particular, antibiotic-resistant strains in
healthy people. However, this is only the visible part of the
iceberg.

Acute processes in the lungs change the blood flow conditions
in them and affect the vascular baroreceptors. The result of this
action may be changes in the parameters of General blood flow
and heart activity, which are aimed at unloading and preserving
the lungs. These mechanisms are mainly studied in pulmonary
embolism, since in this case, critical situations up to sudden
death occur very quickly [8,9].

The steady decline in the effectiveness of antibiotics has led to
the need for their combined and long-term use. This type of
antibacterial therapy cannot bypass the bacterial part of the
body's microbiome. As we know, there are no voids in the
biological world, and the partial loss of the accompanying
microcosm must be filled in. In antimicrobial conditions, this
role can be performed by viruses that make up a significant part
of the microbiome. The features of this gradual transformation
may eventually affect not only the composition of the
microbiome, but also the immunological state of the body.

The inflammatory process in AP, even in the case of a rapid and
aggressive onset, does not have the suddenness that is observed
in embolisms, so such sudden deaths do not occur at the very
beginning of the disease. However, the constant involvement of
small circle vessels in this process makes it inevitable to include
the same unloading mechanisms, only the speed of such
restructuring will not have such drastic changes. In this
situation, the need for a thorough and objective study of the

The last remark does not yet have direct and reasoned
confirmations and is a postulate of the author. However, the
events of the past two decades indirectly indicate the likelihood
of such changes. Thus, if in previous years respiratory viral
infections preceded bacterial inflammation in the lungs and
created the necessary conditions for its development in recent
years the role of true viral pneumonia has begun to increase
[11-13]. A significant demonstration of the ongoing changes in
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the etiology of AP was the SARS and MERS epidemics, which,
unfortunately, did not lead to a revision of the strategy for the
development of the disease.
Both during previous epidemics and during the current
pandemic, official medicine does not have a reasonable and
effective treatment package [14,15]. Currently, real care for
patients with viral pneumonia is considered only in critical
situations in the form of auxiliary resuscitation techniques, such
as lung ventilation, positive end-expiratory pressure,
extracorporeal membrane oxygenation [16]. The uncertainty of
the situation and forecasts makes it necessary to calculate the
availability of respiratory equipment and call for an increase in
its production [17, 18]. However, current statistics do not allow
us to expect significant improvement in results with increased
availability of resuscitation equipment. While the overall
mortality rate among hospitalized patients with coronavirus
disease reaches 26% [16], it increases to almost 90% among
patients who were on artificial ventilation [19]. And hopes for
targeted assistance to such patients, continuing the etiotropic
concept of AP, are postponed until the development and use of
antiviral drugs [20, 21].

DISCUSSION
There is no doubt that the development and implementation of
drugs to suppress viral infection will be an important part of
helping such patients. But we can also say in advance that the
successful neutralization of viruses will not help all patients
equally, since the inflammatory changes in the tissues that have
occurred by this time will continue to act and require additional
help. And this is already a well-known fact on the example of
many years of experience in the use of antibiotics, is not it?
Recently, publications have begun to appear, the authors of
which Express concern about the possible consequences of a
long period of antibiotic use. The very fact that such
publications have appeared is an important beginning of the
necessary discussion on this topic, although this area has
required close attention for many years. In this context, it is
truly surprising that these publications mainly appear in the
media, and their authors were able to understand the growing
problem, despite the lack of special medical education. At the
same time, official medicine avoids radical discussions on this
topic, and expert opinions until recently continue to consider
antibacterial therapy as the "cornerstone" of the treatment of AP
[15-23].
In the light of current events, the following important points
should be noted. First, official medicine, unexpectedly accepting
a huge number of patients with acute inflammation in the
lungs, also unexpectedly lost the usual approaches to their
treatment. It is not surprising that in this situation, many
specialists in the care of patients with AP are seriously puzzled by
the problem, since during the entire period of their work,
attention was focused on the suspected pathogens of the disease.
During the entire period of use of antibiotics in AP, the
determination of the microbial factor in most patients remained
an unsolved problem, and the choice of drugs was still
conducted empirically [15-24]. However, a long-term focus on a
narrow antimicrobial focus continues to dominate the search for
Intern Med, Vol.10 Iss.6 No:000323

solutions today. For example, an analysis of viral pneumonia
treatment during the current pandemic conducted by T. M.
Rawson at al. [25].Showed that bacterial or fungal co-infection
was detected in only 8% of cases, and antibiotics were given to
72% of patients.
Secondly, the basis of the disease remains the same. We
continue to talk about acute inflammation in the lung tissue,
and the General nosological formulation retains its name "acute
pneumonia". Undoubtedly, there are differences in the elements
of inflammatory transformation of tissue structures between
bacterial and viral lesions, but the localization of the
inflammatory process captures the same layers and elements of
the organ, which indicates the identity of functional disorders in
these variants of inflammation [26-28]. Therefore, the
pathogenesis of the disease can not have fundamental
differences depending on its etiology.
Finally, understanding the etiology and pathogenesis of any
disease makes it possible to apply both etiotropic and
pathogenetic approaches in their treatment. Currently, the lack
of drugs to suppress coronavirus does not allow the use of
etiotropic treatment in patients with a new form of AP.
However, even if such drugs were available to modern medicine,
their therapeutic effect could not be sufficient and equivalent
for the entire category of these patients. Running mechanisms
of
the
inflammatory
response
require
additional
pathogenetically based assistance, which can both speed up and
slow down this response [10,11]. Such assistance is currently
extremely important for coronavirus lung lesions, since
morphological studies of the lung tissue show severe damage,
especially in the vascular sector up to the development of
thromboembolism [29,30].

CONCLUSION
Thus, we must pay due attention to a number of facts that
reflect the impact of prolonged exposure to antimicrobials on
the proportions and balance of the biological environment
around us. For expert assessment and understanding of the role
of these facts in the search for a solution to the problem of AP,
it is necessary first of all to review the existing system of views,
which is in contradiction with a number of scientific truths and
axioms. The current situation, which has revealed the
weaknesses of modern medicine in helping patients with viral
pneumonia, is a clear indication of the crisis in this section of
health care and a call for radical reform of the AP doctrine. In
an era of advanced technology and the ability to objectively track
the evaluation of various hypothetical initiatives and
innovations, such work is doomed to success.
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