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METABOLIC ROLE OF VISCERAL ADIPOSE TISSUE
AND MAIN METHODS OF ITS DIAGNOSIS AT THE PRESENT STAGE

A review of the literature on the metabolic role of visceral adipose tissue and the main
methods for its diagnosis is presented. Visceral adipose tissue is an active endocrine organ
what secretes a number of biologically active substances. With an increase in the proportion
of visceral adipose tissue, moderate inflammation is observed with a chronic systemic increase
in the activity of adipokines. Adipokines carry out several immune or metabolic functions
associated with inflammatory infiltration. Active substances such as leptin, adiponectin,
resistin, etc., the source of which is visceral adipose tissue, have peripheral, central and
local effects on the metabolism of glucose and lipids, glycolysis processes in the liver, etc.
It is the activity of visceral adipose tissue that should be considered among the main
pathophysiological development factors obesity and its potential metabolic cardiovascular
and/or liver complications.
Keywords: visceral adipose tissue, chronic systemic inflammation, insulin resistance, metabolic
disorders.

At the present stage, visceral adipose tissue
(VÀT) is considered as an active endocrine
organ, which produces a number of biologically
active substances. Visceral adipose tissue is
highly sensitive to the lipolytic action of
catecholamine’s and is low-susceptible to the anti-
lipolytic action of insulin, in contrast to
subcutaneous adipose tissue, has better in-
nervations and blood supply. With an increase in
the proportion of VAT, moderate inflammation
with a chronic systemic increase in the activity
of adipokines, which carry several immune or
metabolic functions associated with inflammatory
infiltration, is observed. A number of active
substances (leptin, adiponectin, resistin, etc.), the
source of which is VAT, have a peripheral, central
and local influence on the metabolism of glucose
and lipids, liver glycolysis processes, and the like.

Visceral adipose tissue normally in meta-
bolically healthy people does not exceed the index
of 8–10 % in contrast to the indicators of
hypodermic adipose tissue (normally about 90 %).
While hypodermic adipose tissue serves as an
energy depot, VÀT performs the role of the active
endocrine organ that produces a number of
biologically active substances known as
adipocytokines or adipokines [1]. Leptin,
adiponectin, resistin, estrogens, adipokine,
angiotensinogen, eicosanoids, steroids, etc., the
source of which are VÀT, influence on me-
chanisms of hunger, appetite, absorption and
metabolism of glucose, lipids, processes of liver
glycolysis, etc.

Visceral obesity is closely linked to an
increased risk of insulin resistance, diabetes
mellitus type 2, dyslipidemia, hypertension, non-
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alcoholic fatty liver disease, and other components
of the metabolic syndrome.

According to the research, with an increase
in the percentage of VAT, there is even a «low
grade» of inflammation, but with a chronic
systemic increase in the group of molecules
(adipokines), which, in addition to pro- or anti-
inflammatory actions, carry out several immune
or metabolic functions associated with ma-
crophage infiltration in VÀT [1–3]. These two
factors provide a deeper understanding of the
pathophysiology of obesity and its potential
metabolic cardiovascular or hepatic complications
[2, 4, 5]. A small or even moderate weight loss
significantly reduces the number of circulating
inflammatory markers, regulates the profile of
proinflammatory adipose tissue genes and the
risks associated with obesity and other metabolic
diseases [6].

One of the important reasons for the ac-
cumulation of excessive VAT is a nutritional
disorder. In conditions of high intake of food rich
in fats and light carbohydrates, the secretion of
insulin, which, in turn, activates lipogenesis and
deposition of free fatty acids in the adipose tissue,
is stimulated. However, there is a genetically
determined limit of the ability of adipose tissue to
accumulate lipids, so the excess of free fatty acids
through the reverse vein begins to enter the liver
(increases the synthesis of triglycerides, the
accumulation of which more than 5 % of the mass
of the body is treated as steatosis of the liver).
The result of chronic high free fatty acids in the
liver is the activation of lipid peroxide oxidation,
resulting in a large amount of active forms of
oxygen produced, oxidative stress that promotes
the transformation of liver steatosis into
steatohepatitis and these factors lead to the
phosphorylation of the insulin receptor substrates.
Thus, hepatic resistance to insulin is triggered, i.
e., there is a peculiar vicious circle [7].

The increased intake of free fatty acids (or
their precursors) to the liver may be observed
with an elevated hyperlipidemia caused by
excessive consumption of fats or a rapid loss of
adipose tissue during fasting. The increase in their
synthesis occurs due to excessive intake of
glucose in the liver, which also serves as a source
for the formation of triglycerides [8, 9]. It has
been shown that insulin resistance is due to the
accumulation of triglycerides in non-fatty tissue
cells, mainly in the liver and skeletal muscle.

Decrease of the processes of withdrawal of
triglycerides from the liver occurs as a result of a
decrease in the synthesis of transport systems
[10, 11].

Adiponectin plays an important role in lipid
and glucose metabolism, which is synthesized only
by adipose tissue and whose level in obese pa-
tients is lowered recent years [11]. Studies have
shown that low levels of adiponectin in the blood
precede the development of insulin resistance. A
direct relationship was found between the level
of adiponectin and the risk of developing diabetes
mellitus type 2 and an atherogenic blood profile
[2]. Adiponectin exhibits antiatherogenic effect
by reducing platelet adhesion to the endothelium,
suppressing the transformation of macrophages
in foam cells, and proliferation and migration of
myocytes. Adiponectin reduces the supply of VAT
in the liver and stimulates their oxidation, and thus
contributes to reducing liver glucose, triglycerides,
low density lipoproteins. Adiponectin stimulates
the oxidation of free fatty acids in muscle tissue,
preventing its placement in the muscles, improves
the sensitivity of muscle tissue to insulin [3, 4,
9–11].

Increasing the percentage of VAT and im-
balance of immunomodulatory proteins (adi-
pokines) is considered to be the key link in the
development of cardiovascular diseases (hyper-
tension, atherosclerosis, myocardial infarction).
A number of researchers are considering pre-
dicting the course of the cardiovascular diseases
not the body mass index, namely the area or
percentage of VAT [5, 6, 10]. The adipose tissue
synthesizes angiotensin, which, under the
influence of renin and angiotensin-converting
enzyme, is converted into angiotensin II, which
causes vasospasm and stimulates the synthesis
of triglycerides [8, 9]. An increase in the per-
centage of high density lipoproteins is ac-
companied by chronic elevated synthesis of
angiotensin II, which leads to increased blood
pressure and development of hypertension.

Recent researches have shown that the
increase in VAT area is due to the increase of
the cardiovascular risk. Thus, in men, the VAT
plane, exceeding the 131 cm2 index, was
associated with an increased risk of cardiovascular
diseases [5, 6, 11]. A number of researchers have
shown the effect of VAT on cardiovascular risk
in patients with normal body mass due to the
highest mortality risk of this group. It has been
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established that in people with normal body mass
and visceral obesity of the cardiovascular risk it
is higher in 2,75 times, and the risk of death from
all causes is 2,08, than in people with normal body
weight without visceral obesity [7]. At the present
stage, the visceral abdominal tissue and abdominal
subcutaneous adipose tissue are considered as
new biomarkers of metabolic disorders [9, 10].

Studies of the last decades have shown the
need to separate the concepts of «abdominal
obesity», which is diagnosed when the WHO
indicators are exceeded and «visceral obesity»,
which is diagnosed with an increase in the number
of VAT [6, 7].

Japanese and Korean researchers have
published data on the possibility of evaluating the
quantitative indicators of VAT by means of
computer tomography and introduced their method
of analysis of the coefficient of VAT / PAT. They
proved that the ratio of the planes of intra-
abdominal VAT to PAT is closely related to
carbohydrate and fat metabolism disorders in
obese people. These metabolic rates were
significantly higher in the so-called «visceral»
group (with VAT / PAT level not less than 0,4),
compared to those in the «subcutaneous» group
(with VAT / PAT level less than 0,4) [2, 7]. The
same authors found in the «visceral» group the
independence of carbohydrate and lipid
metabolism disorders from gender, age and body
mass index. In addition to the quantitative
indicators of visceral fat, the quality of health
affects the functional state of VAT, and the risk of
metabolic disorders affects its dysfunction [1, 2].

M.C. Amato and co-authors [4] proposed a
new calculation for the determination of the
visceral adiposity index associated with
cardiovascular risk-associated dysfunction. This
gender-specific index uses both anthropometric
measurements (body mass index, waist
circumference) and metabolic parameters
(triglycerides, high density lipoproteins), which
simultaneously takes into account the distribution
pattern and metabolic function of adipose tissue.
The calculation of visceral adiposity index
provides an opportunity to estimate individual
deviations from the norm of constitutional and
metabolic indicators in the patients under
investigation [8]. It has been shown that unlike
the previous classical markers (waist circumference,
body mass index, etc.) taken alone, visceral
adiposity index is independently associated with

all factors of metabolic disturbances [7]. Visceral
adiposity index uses both physical and metabolic
parameters which are indirect reflection of other
nonclassical risk factors, such as changes in the
production of adipocytokines, lipolysis, increased
free fatty acids in blood plasma, which are not
detected with a separate definition of body mass
index, waist circumference, triglycerides, high
density lipoproteins. That is why visceral adiposity
index can be an integral indicator of the
functioning of VAT [7, 8]. The value of visceral
adiposity index > 1 was considered as the
presence of dysfunction VAT.

It should be noted that as a violation of the
diet can affect the percentage of VAT, and the
presence of visceral obesity can change the eating
behavior. Recent studies have shown that the
central (abdominal) type of obesity, and not the
increase in total body fat, is an important risk
factor for the development of eating disorders,
namely loss of control during meals. Many
researchers view obesity as a result of pa-
thological behavioral reflex: they feel saturated
only when consuming the entire portion of food,
regardless of its size, while decreasing portions
from the usual to the required reduces the use of
excess calories per day for 16–29 % [8]. In a
study by L.A. Berner et al. [6] it was determined
that with an increase in 1 unit of VAT volume in
the abdomen, the risk of uncontrolled overeating
in the future increases by 53 % [6]. This study
emphasizes the close relationship between the
features of eating disorders and the percentage
of metabolic active VAT.

Ñonclusions
Thus, visceral fatty tissue is an active

endocrine organ that produces a number of
biologically active substances. With an increase
in the proportion of VÀT, moderate inflammation
with a chronic systemic increase in the activity
of adipokines, which carry several immune or
metabolic functions associated with inflammatory
infiltration, is observed. A number of active
substances, the source of which is VÀT, have a
peripheral, central and local influence on the
metabolism of glucose and lipids, liver glycolysis
processes, and the like.

Exactly VÀT activity should be considered
among the main pathophysiological promising
factors of the development of obesity and its
potential metabolic cardiovascular or hepatic
complications.
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Ã.Ä. Ôàäååíêî, ß.Â. Íèêèôîðîâà
ÌÅÒÀÁÎËÈ×ÅÑÊÀß ÐÎËÜ ÂÈÑÖÅÐÀËÜÍÎÉ ÆÈÐÎÂÎÉ ÒÊÀÍÈ È ÎÑÍÎÂÍÛÅ ÌÅÒÎÄÛ
ÅÅ ÄÈÀÃÍÎÑÒÈÊÈ ÍÀ ÑÎÂÐÅÌÅÍÍÎÌ ÝÒÀÏÅ

Ïðåäñòàâëåí îáçîð ëèòåðàòóðû, êàñàþùåéñÿ âîïðîñîâ ìåòàáîëè÷åñêîé ðîëè âèñöåðàëüíîé æè-
ðîâîé òêàíè è îñíîâíûõ ìåòîäîâ åå äèàãíîñòèêè. Âèñöåðàëüíàÿ æèðîâàÿ òêàíü – àêòèâíûé ýíäî-
êðèííûé îðãàí, êîòîðûé ñåêðåòèðóåò ðÿä áèîëîãè÷åñêè àêòèâíûõ âåùåñòâ. Ïðè óâåëè÷åíèè äîëè
âèñöåðàëüíîé æèðîâîé òêàíè íàáëþäàåòñÿ óìåðåííîå âîñïàëåíèå ñ õðîíè÷åñêèì ñèñòåìíûì ïîâû-
øåíèåì àêòèâíîñòè àäèïîêèíîâ. Ïîñëåäíèå îñóùåñòâëÿþò íåñêîëüêî èììóííûõ èëè ìåòàáîëè÷åñ-
êèõ ôóíêöèé, ñâÿçàííûõ ñ âîñïàëèòåëüíîé èíôèëüòðàöèåé. Òàêèå àêòèâíûå âåùåñòâà, êàê ëåïòèí,
àäèïîíåêòèí, ðåçèñòèí è ò. ï., èñòî÷íèêîì êîòîðûõ ÿâëÿåòñÿ âèñöåðàëüíàÿ æèðîâàÿ òêàíü, îêàçûâà-
þò ïåðèôåðè÷åñêîå, öåíòðàëüíîå è ìåñòíîå âëèÿíèå íà ìåòàáîëèçì ãëþêîçû è ëèïèäîâ, ïðîöåññû
ãëèêîëèçà â ïå÷åíè è äð. Èìåííî àêòèâíîñòü âèñöåðàëüíîé æèðîâîé òêàíè ñëåäóåò ðàññìàòðèâàòü
ñðåäè ãëàâíûõ ïàòîôèçèîëîãè÷åñêèõ ôàêòîðîâ ðàçâèòèÿ îæèðåíèÿ è åãî ïîòåíöèàëüíûõ ìåòàáîëè-
÷åñêèõ ñåðäå÷íî-ñîñóäèñòûõ è/èëè ïå÷åíî÷íûõ îñëîæíåíèé.

Êëþ÷åâûå ñëîâà: âèñöåðàëüíàÿ æèðîâàÿ òêàíü, õðîíè÷åñêîå ñèñòåìíîå âîñïàëåíèå, èíñóëèíî-
ðåçèñòåíòíîñòü, ìåòàáîëè÷åñêèå íàðóøåíèÿ.
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Ã.Ä. Ôàäººíêî, ß.Â. Í³ê³ôîðîâà
ÌÅÒÀÁÎË²×ÍÀ ÐÎËÜ Â²ÑÖÅÐÀËÜÍÎ¯ ÆÈÐÎÂÎ¯ ÒÊÀÍÈÍÈ ÒÀ ÎÑÍÎÂÍ² ÌÅÒÎÄÈ
¯¯ Ä²ÀÃÍÎÑÒÈÊÈ ÍÀ ÑÓ×ÀÑÍÎÌÓ ÅÒÀÏ²

Ïîäàíî îãëÿä ë³òåðàòóðè, ùî ñòîñóºòüñÿ ïèòàíü ìåòàáîë³÷íî¿ ðîë³ â³ñöåðàëüíî¿ æèðîâî¿ òêàíèíè
òà îñíîâíèõ ìåòîä³â ¿¿ ä³àãíîñòèêè. Â³ñöåðàëüíà æèðîâà òêàíèíà – àêòèâíèé åíäîêðèííèé îðãàí, ÿêèé
âèðîáëÿº íèçêó á³îëîã³÷íî àêòèâíèõ ðå÷îâèí. Ïðè çá³ëüøåíí³ ÷àñòêè â³ñöåðàëüíî¿ æèðîâî¿ òêàíèíè
ñïîñòåð³ãàºòüñÿ ïîì³ðíå çàïàëåííÿ ç õðîí³÷íèì ñèñòåìíèì ï³äâèùåííÿì àêòèâíîñò³ àäèïîê³í³â. Îñ-
òàíí³ çä³éñíþþòü ê³ëüêà ³ìóííèõ àáî ìåòàáîë³÷íèõ ôóíêö³é, ïîâ’ÿçàíèõ ³ç çàïàëüíîþ ³íô³ëüòðàö³ºþ.
Òàê³ àêòèâí³ ðå÷îâèíè, ÿê ëåïòèí, àäèïîíåêòèí, ðåçèñòèí òîùî, äæåðåëîì ÿêèõ º â³ñöåðàëüíà æèðî-
âà òêàíèíà, ñïðàâëÿþòü ïåðèôåðè÷íèé, öåíòðàëüíèé òà ëîêàëüíèé âïëèâ íà ìåòàáîë³çì ãëþêîçè é
ë³ï³ä³â, ïðîöåñè ãë³êîë³çó â ïå÷³íö³ òîùî. Ñàìå àêòèâí³ñòü â³ñöåðàëüíî¿ æèðîâî¿ òêàíèíè ñë³ä ðîçãëÿ-
äàòè ñåðåä ãîëîâíèõ ïàòîô³ç³îëîã³÷íèõ ÷èííèê³â ðîçâèòêó îæèð³ííÿ òà éîãî ïîòåíö³éíèõ ìåòàáîë³÷-
íèõ ñåðöåâî-ñóäèííèõ òà/àáî ïå÷³íêîâèõ óñêëàäíåíü.

Êëþ÷îâ³ ñëîâà: â³ñöåðàëüíà æèðîâà òêàíèíà, õðîí³÷íå ñèñòåìíå çàïàëåííÿ, ³íñóë³íîðåçèñ-
òåíòí³ñòü, ìåòàáîë³÷í³ ïîðóøåííÿ.
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