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1. Abstract

The theory of the Nobel laureate 1.I. Mechnikov. It was revealed
that a person dies earlier than the deadline set by nature, which is
due to chronic autointoxication emanating from the large intestine.
Based on the analysis of 500 operated patients, the author draws a
conclusion that the theory of L.I. Mechnikov is realized through the
failure of the Bauhinia valve (NBZ), through the development of
the syndrome of excessive bacterial growth in the small intestine.
Surgical correction of NBZ stops pathological processes, which is a

promising gerontological direction.

When Pasteur made his great discovery of the microbe of lactic acid
fermentation in 1857, he at the same time noticed that this organism,
although it produces lactic acid itself, suffers from its excess, which
leads to the death of the microbe. This death can be attributed to
natural death. The latter occurs as a result of self-poisoning, i.e., poi-
soning by the products of the physiological activity of the microbe
itself.

The death of old people is often described as natural, but in the
vast majority of cases it depends either on infectious diseases or on
apoplectic strokes. Real natural death should be extremely rare in
humans. It is likely that natural death, its cause - self-poisoning of
the body [1, 2].

I subscribe to the opinion of Oscar Bloch, who questions the ex-

istence of natural death in humans [1, 2]. Some giant cells (macro-

phages) in senile bones absorb bone matter, bone plates, others de-
stroy hair pigment, and still others absorb muscle contractile matter.
The activity of intestinal microbes causes the thickening of the walls
of arterial vessels, the development of atherosclerosis. Atherosclero-
sis, in turn, causes a special disease, sclerosis of the most important
organs (liver, kidneys, etc.).

Excreted in the intestine, phenol and carbolic acid produce a chron-
ic change in the arterial walls with all the consequences. This has
been proven. In the brain, these cells destroy the noblest elements of
our body. The phenomena of neuronophagy are well known in the
pathological histology of nerve centers. They are usually observed
with nervous diseases and intoxication. These phenomena are also
common in the brains of old people and old mammals. All inter-
mediate stages between the presence of a typical nerve cell and its
complete disappearance do not allow us to doubt that we are dealing
with intense phagocytosis. This phagocytosis consists in the gradual
transition of the contents of the nerve cell into the surrounding neu-
ron phages. In the kidneys and liver, there are whole clusters of mac-
rophages that consume the secretory cells of these organs, thereby
leading to serious atrophy. Having destroyed the noble elements of
the aged organism, macrophages, having formed connective tissue,
never again give way to the disappeared noble elements. This is how
sclerosis is formed in old people, the reason for our premature wilt-
ing. The deeper you get to know the nature of diseases, the more you

become convinced of their great similarity with atrophic phenomena
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that occur in old age.

Since the mechanism of senile atrophy is completely similar to the
mechanism of atrophy of microbial and toxic origin, the question
arises whether there is an interference of microbes and their toxins
in old age? Isn't the overexcited state of macrophages due to some
kind of poisons developed deep in our body? The main source of
our poisons is well known. Our digestive canal contains a huge num-
ber of microbes, many of which are capable of secreting substances
that are more or less poisonous. Along with acute poisoning, the
microbes of the intestinal cavity can cause chronic inflammation by
prolonged release of their wastes. It is in these microbial wastes that
one should look for the reason for the weakening of the noble ele-
ments of our body and the development of the destructive activity
of macrophages [1, 2].

If, indeed, intestinal microbes are the sources of senile atrophy,
then the less the intestinal microbial flora is developed, the less pro-

nounced the phenomena of old age will be.

Birds live much longer than most mammals, the intestinal flora of
birds is distinguished by an incomparably lower content of microbes
than the flora of mammals. Having almost no large intestine, birds
are deprived of that large container of food waste, which in mam-
mals feeds a lot of microbes. Turtles and crocodiles live to a ripe old
age without showing any external signs. The large intestine of birds,
turtles, crocodiles is very little developed, if not absent at all, and
their intestinal flora is extremely poor. The life span of animals is the

more significant, the shorter their colon.

This gives us the right to confirm the hypothesis about the role of in-
testinal microbes as one of the most important causes of the chronic
disease, which is our old age. People do not live out their life cycle.
Intestinal poisons, being secreted by bacteria in the intestinal canal,
are easily absorbed into the bloodstream and spread throughout the
body. Their number is too small to cause acute poisoning, but suf-
ficient to produce chronic organ changes. Their action accumulates
gradually over months and years, the body wears out, since there are
no antidotes. They are rendered harmless to some extent in the liver,
but not enough to lose their chronic harmful effects. This manifests
itself in the form of changes in organs similar to those characteristic
of old age. This conclusion was obtained by experiments on various

animals, so that there can be no doubt about its validity [1, 2].

An animal organism can develop well without any assistance from
the intestinal flora. While the benefits of microbes do not really ex-
ist, the harm they cause can no longer be questioned. The micro-
bial waste product indole in small quantities, introduced over sev-
eral months into the stomachs of various mammals (guinea pigs,
monkeys), caused significant chronic organ damage. The brain, liver,
kidneys and other organs undergo changes that should classify as
so-called sclerosis. Indole turned out to be a very dangerous poison.

Phenol has a similar effect.

Alcohol and tobacco abuse, syphilis and other infectious diseases
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should be considered only as secondary factors of aging. People who
drink a lot of alcohol and smoke a lot of tobacco often reach very
old age. Other people suffer from arteriosclerosis without tobacco

and alcohol.

It used to be thought that indole and phenol were produced by the
body itself completely independently of the intestinal flora. This
view turned out to be wrong. Not only animals that do not contain
intestinal bacteria, but also those that harbor abundant amounts of
them, can use protein foods without producing phenol and indole.
So, infants feed on mothet's milk, but these poisons are absent in
their feces. Large numbers of bacteria in the gut of infants cannot
cause rotting. The poisonous ability of one of the best indole gen-
erators, E. coli, is inhibited by normal bacilli of the children's intes-
tinal canal (the so-called B. bifidus). Animals that contain very rich
intestinal flora may, under certain conditions, produce neither indole
nor phenol. Guinea pigs fed carrots or sugar beets do not emit these
Poisons. However, as soon as they are given potatoes for food, these

products can be found in their secretions.

Intestinal putrefaction caused by certain bacteria chronically poisons
our bodies and greatly shortens our lives. The intestines contain
germs that prevent decay. A common feature in human milk, sugar
beets, is a high sugar content. Milk is rich in milk sugar, sugar beet
is rich in cane sugar. These types of sugar cannot themselves inhibit
the decay of protein substances, but they do this through bacteria
that feed on sugar and produce acids from it, namely lactic acid. Plant
foods contain more sugar than animal foods. It can be assumed that

this is the best remedy for delaying decay and aging changes.

Predatory animals form phenol and indole in the intestines. There
are plant nutrients that lead to the production of phenol and indole.
The first place is taken by potatoes, then bananas. The best in this
regard are vegetables, fruits, dates. If you combine potatoes as a faitly
strong poisonous agent with dates acting in the opposite direction,
then the production of indole is completely suppressed. Some, de-
spite their predominantly plant-based food, emit many aromatic poi-
sons. There are other people who, with a rich meat diet, still produce
a rather small amount of them. This depends on the nature of the

intestinal flora, which varies greatly from person to person.

Rotting microbes are considered among the most dangerous. But
they encounter powerful enemies - microbes that ferment sugar and
produce lactic acid. These microbes must be developed in the intes-
tines. The introduction of Bulgatian yogurt into food can reduce the
harmful effects of the intestinal flora. The peoples who eat many
different preparations of sour milk (leben, yogurt, kefir, etc.) are dis-
tinguished by good health and long life. These dairy products contain
a lot of lactic acid bacteria that prevent rotting;

The best formers of lactic acid turned out to be microscopic sticks
found in Bulgarian yogurt, and which are therefore called Bulgarian
sticks. Rotting bacteria and other harmful bacteria can develop along

with the Bulgarian bacillus, but their formation of poisons is inhib-
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ited. Thus, it was found that E. coli and other microorganisms from
this group in the presence of lactic acid bacteria are not able to form

indole and phenol.

In practice, the use of anti-proliferation bacteria has generally proven
itself well. Unfortunately, only too often bad drugs are allowed into
the trade, which either do not contain lactic acid bacteria at all, or
contain only traces of them. Preparations sold in dry form (tablets,
powders) are especially susceptible to this drawback, since all known
lactic acid bacteria do not form dry-resistant forms (spores). It fol-
lows that these microorganisms must be prescribed in liquid cultures
or in a wet state. Best suited for this are pure cultures stored in small

tubes, which can be taken with dates for dessert.

There are other intestinal diseases that are caused by acidic fermenta-
tion (primarily butyric acid bacteria), and in which lactic acid bacteria
can probably cause harm rather than benefit. Therefore, treatment
with lactic acid preparations should be limited only to diseases caused
by decay. When the causative agents of putrefaction have multiplied
strongly, it happens that lactic acid bacteria are extremely imperfect-
ly performing their inhibitory action. These microorganisms need
for their existence in sugar-containing food, which enables them to
produce sufficient amounts of acid to delay putrefaction. However,
sugar is so easily absorbed that only a very small part of it reaches,
or even does not even reach the lower parts of the intestinal canal.
Some plant foods like beets, carrots and especially dates are the best
carriers of sugar in the caecum and colon. They can therefore be of

great benefit in the fight against intestinal putrefaction.

Many researchers have noted that the human small intestine, as well
as a large number of animals, contains significantly fewer microbes
than the large intestine. Employees of the Pasteur Institute have
shown that pancreatic juice in the form in which it is excreted from
the gland, either has little effect on bacteria, or does not work at all.
Intestinal juice also does not produce a noticeable bactericidal effect,
although it is cleatly capable of agglutinating microbes. Only when
both juices of the small intestine are combined, i.e., pancreatic and
intestinal, can a clear bactericidal effect be obtained. Since the caus-
ative agents of putrefaction are usually anaerobes that develop on
alkaline media and are incapable of growing on acidic media, it can
be concluded that the introduction of acids can interfere with the
processes of putrefaction in the intestine. For this reason Gaiem uses
lactic acid for bowel diseases and has very good results. Meanwhile,
lactic acid is a microbial product and is produced by some intestinal

bacteria like B. coli and mainly Aerogenes lactis.

Undoubtedly, microbes can penetrate the unaffected intestines. Even
if microbes remain in the contents of the intestines, they can harm
due to the fact that they release special substances into the blood-
stream. The fact that microbial products are indeed absorbed into
the blood is no longer in doubt. For a long time, a number of sub-
stances (derivatives of phenol, cresol, indole, skatole, pyrocatechol,

etc.) were found in the brain of humans and animals, the microbial
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origin of which was suspected. Hydrogen sulfide, mercaptan are also

products of the activity of the large intestine.

Bouchard systematically developed the theory of autointoxication of
the body, in which the food poisoning of the intestinal flora is the

main one.

Absorption of digestive products begins already in the stomach and
occurs mainly in the small intestine. The large intestine only finishes
the work of absorption, which can occur without it. But you cannot
count on extirpation and surgical removal of the colon. But London
surgeon Lan sutured the lower part of the small intestine directly to
the rectum. There are 120 such patients. In the vast majority of cases,
the results were amazing, The sick, for which life was one continuous
torment, turned into healthy people with a ruddy complexion and
good digestion. II Mechnikov's assistant sent to London confirmed
the truth of these facts [1, 2].

It has been established that there are three types of microbes in the
human digestive tract that cause rotting. Developing in the intestines,
putrefactive bacilli secrete their metabolic products. We were able
to confirm that they are capable of producing poisons. By growing
microbes in a sterile mixture of minced meat and water, we got toxic
substances that are deadly for a rabbit. They produce a toxic effect
when introduced not only into the vessels, but also into the large
intestine. There is no doubt about the basic fact that our digestive
tract, especially the large intestine, contains harmful microbes that
produce many types of poisons. Here is a description of the expe-
rience. In two balloons, small amounts of feces are inoculated. One
cylinder is filled with meat in water, the other with ground vegetables
and water. After two days, the liquid in the first cylinder becomes
extremely toxic to rabbits, while the liquid in the second cylinder
remains completely harmless. The bacterial flora in both cylinders is

also sharply different.

Nutrition influences the formation of toxins by bacteria. It has long
been known that rotting substances (blood, meat, feces, etc.) contain
poisons, the effects of which become especially sharp when they are
introduced into the blood of animals. In the contents of the small
intestine, mainly digestive juices atre toxic, while in the large intestine
most of the poisons are of microbial origin. These different poi-
sons behave very differently. Digestive juices are difficult to absorb
by the mucous membrane, while some microbial poisons are rapidly
absorbed by the walls of the large intestine. In the large intestine,
microbes have at their disposal protein substances originating from
food and desquamated or immigrated cells. The conditions are fa-
vorable for proteolytic action, especially since the large intestine does
not contain sugars that could prevent rotting caused by microbes. It
should be recognized that the bacilli that cause putrefaction and are
contained in our alimentary canal are a source of autointoxication,
against which the body must fight with all the means at its disposal.
Indole and phenol are produced by numerous bacteria in the intesti-

nal flora. A study of young guinea pigs reared under strictly aseptic



conditions showed the complete absence of the above substances,
despite the use of a significant amount of proteins such as casein by
the body.

It is known that a number of microbes of the human intestinal flora
form indole [1, 2]. The first place among them is occupied by E.
coli, this permanent inhabitant of the alimentary canal. Along with
it, B. aero genes is found, which is almost always contained in the
human intestine, as well as the Welsh bacillus (B. erfringes), which is
constantly found in the contents of the intestines of an adult and is
extremely common in children. Pyogenic staphylococci and proteas,
which are often found in the human intestinal flora, also produce
this substance. Indole and phenol undergo profound changes in the
body, mainly in the liver, which are ultimately excreted by the kid-
neys. However, only about half of these substances pass from the
intestines into urine. Some of the absorbed phenols are burned in
the body. According to Munch's research, a healthy person eating a
regular diet excretes 17 to 51 mg of phenols in 24 hours. The amount
of indican in the urine of a healthy person almost coincides with the
amount of phenols, but in patients it never reaches such high figures
as were obtained for the latter. The maximum amount of indican was
154 mg per liter of urine. The feces do not contain those substanc-
es that are absorbed in the large intestine. But these substances are
produced in the large intestine, where it is absorbed to be excreted
in the urine. Even in patients whose urine contains relatively very
large amounts of phenol, the fecal masses can be completely free of
it. However, phenol is the d most readily absorbed by the surface of
the large intestine. Phenol, according to numerous evidences, is not
produced in the small intestine. There are very few bacteria in the
small intestines. There is a big difference between the poisons of
the large intestine and the poisons of the small intestine. Tsibulsky
and Tarkhanov (1907), having confirmed the great toxicity of the
contents of the small intestine relative to the large, do not accept
the provisions on the identity of the poisons of the two parts of the
digestive tube. According to their experiments, severe toxicity of the
contents of the small intestine is created mainly due to pancreatic
juice, injection of which into the veins in sufficient quantities can
lead to death within 2-3 minutes. Putrid pancreatic juice is even more
toxic, which shows the harmful role of putrefaction. However, since
pancreatic juice does not pass into the large intestine, or only a very
small amount of it gets there, it is quite natural to observe a decrease

in the toxicity of the contents of the colon.

Attempts to expel poorly acting microbes with laxative salts have
only been temporary. Enough embryos remained in the intestines
to form new cultures, as abundant as before. Food, passing through
the stomach and undergoing only insufficient digestion without the
disinfecting effect of hydrochloric acid, very often causes disorders
that consist in the decay of protein substances. It is this type of decay
that lends itself to the most favorable influence of the methodical

use of Bulgarian sour milk.

The general picture of chronic poisoning with substances originating
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from the intestinal flora and as a result of senile degeneration is the
same: the invasion of mononuclear cells and the sequential develop-
ment of connective tissue. Poisons weaken the defense of organ cells
and activate macrophages. An abundant amount of lactic enzymes
was noted in the feces of two very strong old men 94 and 97 years
old. Best of all, sugars such as dates, dry grapes, carrots, beets, and

turnips carry sugars into the large intestine.

LI. Grekov expressed a position that has retained its relevance: "De-
spite a number of works devoted to the proximal section of the large
intestine, the pathology of this section is still insufficiently explained,
because in these works the role of the Bauhinia flap was not taken

into account at all" [3,4].

The words of Academician V.T. Ivashkin, pronounced at the
All-Russian Conference of Gastroenterologists (Gelendzhik, 1996),
are prophetically perceived: << Even the ideal implementation of all
programs of cardiovascular care for the population on average can
extend a person's life only up to 80 years, and full-fledged gastroen-
terological programs are guaranteed to increase it up to 160 years old
>>[5-7].

Nobel laureate I.I. Mechnikov: “The causes of natural death are the
self-poisoning of the organism coming from the intestines. Physio-
logical sclerosis is a consequence of prolonged poisoning with poi-

sons arising in the colon."

But LI. Mechnikov did not indicate the path of development and

implementation of chronic autointoxication.

In our opinion, this is the failure of the Bauhinia damper (NBZ). We
present our data on chronic autointoxication in NBZ and after its

surgical correction.
2. Introduction

The deficiency of the Bauhinium Damper (NBZ) is widespread
among the population. In the study of 900 protocols of irrigoscopy,
performed for various indications and not related to the diagnostic
search for a Bauhinia flap insufficiency, the NBZ was detected in

64% of patients as an accompanying finding [8].

Widespread NBZ among the population of Russia due to connective
tissue dysplasia (DST) and an extensive range of diseases of the co-
lon and terminal part of the small intestine, determining, respective-

ly, the primary and secondary NBZ [9].

Diseases of the Gastrointestinal Tract (GIT) occupy a prominent
place in the structure of the pathology of internal organs, in Russia
they are about 2500 per 100 thousand populations [10]. In recent
years, much attention has been paid to functional diseases of the
digestive organs, which is primarily due to their high prevalence and
the costs incurred by health care in connection with the examination
and treatment of such patients [11]. Leading experts say that Irritable
Bowel Syndrome (IBS) affects from 10 to 20% of the adult popu-
lation of developed countries, which is up to 50% of all visits to a
gastroenterologist [12]. According to recent studies, the frequency

of DST among adolescents reaches up to 20% (in the cohort about
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3000 studied, according to the data of Professor Nechaeva G. I and
8.5% in a sample of 400 adults [13].

According to our data [8, 9], classical appendectomy, and even more
so appendectomy with technical difficulties and appendectomy un-
der conditions of a complicated course of acute appendicitis, can
lead to an insolvency of the bauhinia valve. The fact of intimate
anatomical and functional proximity of the valve structures of the
ileocecal junction and appendix is undeniable. Appendectomy de-
stroys these connections, and leads to the development of secondary
acquired NBZ.

Many authors [14, 15, 16] admit the fact of ascending retrograde in-
fection of the small intestinal mucosa at NBD. A pathological condi-
tion in which the titer of microorganisms in the mucous membrane
of the small intestine exceeds 105 CFU / ml, or colonization of
the colonic flora occurs, has been called Small Bacterial Overgrowth
Syndrome (SIBO).

SIBR is a pathological condition that develops as a result of bacterial
contamination of the small intestine by various micro floras and is
accompanied by functional disorders of the digestive conveyor [17,
18].

Direct evidence of the occurrence of SIBR in case of the failure
of the Bauhinia Damper (NBZ) is the experience of Larry S Miller
(2012) [106]. In a clinical experiment, the author modeled the ileocecal
valve insufficiency by placing a 4-lumen probe behind the lips of the
bauhinia valve in the direction of the ileum of 19 healthy volunteers
during a colonoscopy. 1 month after the manipulation with the help
of the hydrogen breathing test, all the subjects under study revealed a
syndrome of excessive bacterial growth of the small intestine. Thus,
by virtually destroying the Bauhinia flap, the author achieved the

emergence of SIBR from volunteers.

Currently, SIBO is recognized as a key pathogenetic mechanism in
the development and persistence of many diseases of the digestive
tract and associated extra-digestive conditions (bronchial asthma,
dermatological atopy, diabetes, autoimmune allergic conditions, ar-

thritis, obligate precancerous conditions, etc.).

The actual prevalence of SIBO is unknown today. Clinically, this
pathological condition is pootly diagnosable due to the non-speci-
ficity of its symptoms, which are often attributed to the main disease
that causes SIBO [19]. In fact, SIBO is extremely common in the
presence of one or more predisposing pathological conditions. Thus,
Ardatskaya MD (2011) [15] indicates that the frequency of detection
of excessive bacterial growth in the small intestine in various diseases
(chronic gastritis, peptic ulcer, chronic cholecystitis, pathology of the
hepatobiliary system, inflammatory and other intestinal diseases (in
tons. irritable bowel syndrome), scleroderma, neuropathy (as a com-
plication of diabetes mellitus), the effects of surgery, etc.) is 40-99%.
The results of the last meta-analysis [20], which included 11 studies,
showed that pathological respiratory tests are much more frequently
recorded in patients with IBS than in healthy individuals (OR = 4.46;
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95% CI = 1.69 - 11, 80). Similar results were achieved in the second
meta-analysis, published a year later, - pathological test results were
significantly more frequent in patients with IBS: Odds Ratio (OR)
4.46, 95% Confidence Interval (CI) 1.69-11.80. At the same time,
taking into account age and gender showed an even more significant
result (OSH 9.64, 95% CI 4.26-21.82) [24].

According to the literature, the problem of SIBR is currently a purely
therapeutic one. Treatment of bacterial overgrowth syndrome in the
small intestine provides for the treatment of the underlying disease,
replacement therapy for malabsorption syndrome and antibacterial
therapy [21, 17]. The main group of drugs used for SIBR is intraint-
estinal antibiotics [22, 23, 24]. It should be recognized that in the ab-
sence of an impact on the cause, successful pathogenetic treatment is
temporary, which is confirmed by the example of rifaximin therapy.
The frequency of recurrence of SIBR after effective therapy with
rifaximin reached 44% after 9 months [25].

Many authors [17, 26] separately stop at an obvious conclusion - the
prediction of the SIBR and the risk of its recurrence after successful
antibiotic therapy depends primarily on the therapeutic effect on the
primary background disease that has contributed to the contamina-
tion of the small intestine. Gabrielli M. (2013) [25] rightly points out
that the recurrence of SIBO in the event of persisting predisposing
causes often leads to a chronic process and a complex, and some-

times impossible, conservative correction.

Thus, we have not encountered literary data that would describe etio-
tropic therapy. In our opinion, the problem of SIBO in patients with
functional pathology of the gastrointestinal tract in many cases is due
to damage to a specific anatomical structure, namely, the Bauhinia

valve, which is a surgical problem.

We have not met domestic studies on the etiotropic effect on the syn-
drome of excessive bacterial growth in patients with proven deficien-
cy of the bauhinia valve. The few foreign works [14, 16] are devoted
only to the statement of the fact that there is a SIBR at the NBZ.

The purpose of the study is to determine the syndrome of excessive
bacterial growth of the small intestine in patients with proven insuf-

ficiency of the bauhinia valve and after its surgical correction.
3. Materials and Methods

The study was conducted on the basis of the surgical department of
the city hospital “Nizhny Novgorod City Clinical Hospital No. 12” in
the period from September 2014 to December 2014. The main group
included 20 patients (16 women, 8 men, age from 23 to 57 years) with
proven by the results of irrigoscopy the insufficiency of the bauhinia
valve. All patients of the main group performed Bauginoplasty ac-
cording to the methods of prof. Martynova V.L.. A control group of
20 patients was also formed (11 women, 9 men, age from 28 to 49
years), who underwent an irrigoscopy in order to diagnose diseases
of the large intestine, according to the results of which the ileo-cecal
valve turned out to be wealthy. Simultaneously, patients of the main
group underwent appendectomy. The removed vermiform process
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was sent for histological examination. In the case of intraoperative
diagnosis of mesenteric mesentery of the ileum, the altered lymph
node was resected, a back seed from a section of the lymph node was

performed, and his histological examination was performed.

Preparation for irrigoscopy was carried out for two days and consist-
ed in the prohibition of food intake containing slags, in the formula-
tion of high enemas with a total volume of 1.5 to 3 liters 3-4 times a
day. It is imperative to thoroughly empty the cecum from the intes-
tinal contents, since its presence in the form of an embossed mass
may prevent the radiopaque substance from passing into the ileum
with the failure of the bauhinia valve. This can lead to a false nega-
tive conclusion. The taut intestine must be filled with a radiopaque
substance. Repeated X-ray examination after a bowel movement is
fundamentally important, since during bowel movement a maximum
pressure is created in the intestine, which, if the ileocecal locking
apparatus fails, will be accompanied by a pronounced reflux of the

radiopaque substance into the ileum (Figure 1).
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Figure 1: Throwing batium into the ileum with irrigoscopy.

We performed intraoperative digital diagnostics of the failure of the
bauhinia valve. Normally, the gap of the thin-colic transition is no
more than 2 cm and does not miss the first finger of the surgeon's
left hand. In the NBZ environment, on average, this transition has
a diameter of 3-3.5—4 cm, which determines the almost unhindered
passage of 1 finger of the left hand (so conveniently) by the surgeon
into the ileum. The technique consists in the following: after extract-
ing the ileocecal angle from the right ileal fossa, the surgeon 1 finger
of the left hand brings the lateral wall of the ascending colon, oppo-
site the ileocecal anastomosis, closer to this anastomosis and tries to
insert it and the finger into the ileum. With its introduction into the
ileum, in our opinion, the diagnosis of NBZ is established (Figure 2).
If it is impossible to perform this manipulation, the diagnosis of the
NBZ can be rejected.
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Figure 2: The first finger of the left hand of the surgeon with the lateral
wall of the ascending colon is inserted into the ileum. Intraoperative digital
diagnosis NBZ installed.

Direct intraoperative diagnostic method for small intestine SIBR is a
bactetiological examination of aspirate of the intraluminal and mu-
cosal contents of the distal illeum (Figure 3). The technique of mate-
rial sampling is as follows: 20 cm proximal to the ileocecal junction
after isolation of the 10-cm long loop of the ileum with a length of
10 cm by ileum intestinal tissue, the lumen puncture is performed.
The needle is held obliquely relative to the intestinal wall, 10 ml of
sterile physiological NaCl solution is injected into the intestinal cav-
ity. The exposure is maintained for 5 minutes, the contents of the
isolated ileum are aspirated, until the needle passes through the mu-
cous layer of the intestine, the needle is removed. The puncture site

is peritonized. Aspirate is sent for bacteriological examination.

Figure 3: Intraoperative sampling of the intraluminal and mucosal contents
of the distal ileum followed by bacteriological examination.
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Indirect techniques included the determination of urinary indican
(by the method of Obermeyer) before the operation and on the 7th
and 45th day after bauginoplasty; hydrogen respiratory test (VDT)
with a lactulose load, which was carried out using a Gastrolyser ap-
paratus before the operation and on the 7th and 45th day after the
operation. A preoperative study of patients with NBZ using these
techniques was performed prior to the radiopaque examination of
the intestine, or 4 weeks after irrigoscopy. Patients of the main group
did not receive antibiotic therapy in the postoperative petriod. Pre-
operative preparation consisted of 3-fold cleansing enemas, which

could not affect the biocenosis of the small intestine.

In order to determine the syndrome of excessive bacterial growth
in the patients of the control group, indirect diagnostic methods
were carried out, which included the determination of urine indican
(by the method of Obermeier) and VDT with a load of lactulose,
performed using a Gastrolyser apparatus. The study preceded the
irrigoscopy.

Preparation of patients for VDT with lactulose was catried out ac-
cording to the method proposed by [34]. The diagnostic criterion
for the presence of SIBS in patients was an increase in H2 excretion
after exercise in the period from 0 to 60 min by 10 ppm (in the
absence of abdominal symptoms after lactulose, such as abdominal
pain, rumbling, flatulence, and diarrhea) and 5 ppm (in the presence
of abdominal symptoms). The group included patients with basal

secretion of hydrogen up to 5 ppm. It was carried out using statistics.
4. Results and Discussion

Postoperative complications in the patients of the main group were
not observed. The proposed preoperative irrigoscopy. It was con-
firmed that a chronic inflammatory catarrhal was observed in all 20

cases.

Intraoperative me adenitis was detected in 16 patients of the main
group. It has been shown that there has been no clear link between
the cortical and cerebral layers. The following is the result: E. coli
hemolytic was determined in 9 cases (104 CFU / ml), St. aureus - in
7 cases (103-4 CFU / ml).

It has been taken for 20 patients who have been diagnosed in the
biocenosis. The spectrum of microorganisms is determined by the
following microorganisms: E. coli hemolytic was determined in 10
patients (105-107 CFU / ml), St. aureus - in 6 patents (106-108 CFU
/ ml), C. albicans - in 4 patients (105-109 CFU / ml). The sown flora

is identical.

Baugino Plasty (BP) according to the results of the patient’s life cycle
(Figure 3a), the colony peak at 90th minute). The patients of the
main group were distributed as follows (Table 1).

The determination of urinary indican in patients of the main group
before surgical correction gave positive results in 16 cases (Table 2).
The presence of an insignificant (1 degree - increase up to 50 ppm)

distal syndrome of excessive bacterial growth in 4 patients in whom

2021, V6(8): 1-7

urine indican was negative may indicate a lack of sensitivity of this

screening test compared to VDT.
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Figure 3a: Results of excretion of H2 in patients of the main group before
surgery.
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Figure 4: Results of H2 excretion in patients of the main group on the 7th
day after surgery.

Table 1: The distribution of patients in the main group (n = 20)

Criteria Number of patients

The degree of SIBR of the small intestine (Mechetina TA, 2011) [26]

degree: increase by 20-50 ppm 4
degree: increase by 50-100 ppm 14
degree: increase by 100 ppm and more 2

Localization of SIBR (Gabrielli M., 2013) [18].

proximal SIBR 2
distal SIBR 14
total SIBR 4




Table 2: The results of the determination of indican urine with varying
degrees of SIBR

The degree of SIBR of the small

] ] ) Urine indican
intestine (Mechetina TA, 2011)

(according to Obermeier)

[26]
. “Negative” (less than 100 mg / ml in
1 degree: increase by 20-50 ppm
the blood)
2 degree: increase by 50-100| “Positive” (more than 100 mg / ml in
ppm the blood)

) and more “Positive” (more than 100
3 degree: increase by 100 ppm

mg / ml in the blood)

Table 3: The ratio of the degree of SIBO and the degree of dissemination
of ileal aspirate in patients
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Figure 6: Results of H2 excretion in control group patients.

Our studies confirm the presence of small intestine SIBR in patients

with NBZ, which is consistent with the data of foreign authors [14,

The degree of SIBR Seediness of ileal aspirate i
. Number of patients
(Mechetina TA, 2011) (ppm) [ (CFU / ml)
1 degree to 106 4
2 degree 107 14
3 degree to 108-9 2

16] and fits into the logic of colonic reflux pathogenesis in the small

The results of the determination of indican urine with varying de-
grees of SIBR On the 7th and 45th days of the postoperative period,
in the absence of antibiotic therapy, indican urine in all operated pa-
tients (n = 20) was negative.

According to the results of VDT with lactulose load in patients of
the main group on the 7th day after the Bauginoplasty (BP) (Fig 4),
all of the patients underwent a significant reduction in the amount of
hydrogen released, while the lactulose passage through the intestines
normalized (the large intestinal peak is determined at 75 minute). On
the 45th day after Bauginoplasty, VDT corresponded to the norm in
all patients (Figure 5).
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Figure 5: Results of H2 excretion in patients of the main group on the 45th
day after surgery.

(Figure 5) Results of H2 excretion in patients of the main group on
the 45th day after the operation.

The urine index in the control group of patients with the proven
consistency of the bauhinia valve was confirmed with an irrigoscopy.
The results of the hydrogen respiratory test in the control group
(Figure 6) did not differ from the normal values described in the
literature [34].

intestine. On the reliability of the data in this study cannot speak.
However, an obvious difference is found in the results of VDT in
patients of the compared groups: a significant decrease in the con-
centration of hydrogen released after the operational benefit (Figure
7). The first facts obtained objectively indicate the effectiveness of
Bauginoplasty, the positive clinical results of which we observed in
500 operated patients with NBZ [9].
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Figure 7: Comparative characterization of H2 excretion in patients of the
control and main groups before and after biogenetic.

The results of the bacteriological examination of the ileum aspirate
of patients with NBZ confirm the presence of SIBR detected by
HTD with a load of lactulose. At the same time, a correspondence
was established between the degree of SIBR (according to the results
of VDT) and the degree of contamination of ileal aspirate (Table 3).
This is consistent with the data of E. Mendoza (2007) [28], which
established the sensitivity (85.7%) and specificity (90.9%) of the hy-

8



drogen breath test with lactulose compared with the “gold standard”.

The determination of indican urine makes it possible to suspect
SIBS in patients with a pronounced degree of dissemination of the
small intestine (increased H2 excretion above 50 ppm), but not infor-
matively in patients with SIBS grade 1 (elevation of H2 to 50 ppm)
compared to VDT. The revealed diagnostic value of this method
retains its value as a screening test for small intestine SIBR of 2 and

3 degrees.

The phenomena of mesadenitis and the presence of microorgan-
isms in the lymph nodes confirm the translocation of microorgan-
isms through the intestinal wall. The fact of bacterial translocation
diagnosed in patients with SIBO of the small intestine under NBZ
conditions is consistent with the literature data [29, 30, 31, 32, 33].
5. Findings

1. Patients with a normally functioning ileocecal valve are not
predisposed to the formation of a distal SIBO.

2. SIBRis obligately associated with the NBZ and determines
the process of bacterial translocation.

3. A positive qualitative reaction of urine to indican indicates
that the patient has a SIBO of the 2nd degree and higher.

4. SIBO was determined in 20 (100%) patients with NBZ: 1
degree - in 4 (20%) patients; Grade 2 in 14 (70%) patients;
Grade 3 in 2 (10%) patients;

5. On the 7th day after Bauginoplasty, SIBR Grade 1 was
determined in 8 (40%) patients, and in 12 (60%) operated
patients, data for SIBO were not revealed according to the
results of VDT;

6. On the 45th day after Bauginoplasty, the concentration of
hydrogen released corresponded to the norm;

7. Bauginoplasty - a method of etiopathogenetic impact on

the syndrome of excessive bacterial growth in the small in-

testine in patients with NBZ.
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