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certain one-item questionnaires, including a question about 
the overall treatment satisfaction and characterization 

of impressions resulting from changes after therapy.
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Features of change of lipid spectrum of blood 
serum at prolonged pregnancy

Abstract: In women with prolonged post-term pregnancy and notes mixed form dislipoproteinemia character-
ized by hypertriglyceridemia, hypercholesterolemia, and increased levels of cholesterol in lipoproteins of very low 
and low density, due to lower his level of HDL cholesterol, causing a high risk of atherogenic with a forecast for the 
development of placental insufficiency.
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Post-term pregnancy (PB) is a problem of great scientific 
and practical interest in obstetrics. The urgency is due to its 
large number of complications in childbirth, a high percentage 
of rodorazreshayuschih operations, high prenatal mortality 
rate [3; 4].

Prolonged pregnancy prep resents a significant threat to 
the fetus and is characterized by a high rate of complications 
for mother and newborn. Prenatal mortality  in true Pro-
longed pregnancy and belated delivery is 3–4 times higher 
than that at timely delivery (3, 6). The frequency of compli-
cations in childbirth and neonatal period in children is di-
rectly proportional term Prolonged pregnancy. Many issues 
of this disease have not yet been resolved. All midwives rec-
ognize the need to prevent post-term birth, but their number 
remains high. These wide variations are explained by the lack 
of consensus about the beginning Prolonged pregnancy and 
the difficulty in determining the true duration of pregnancy 
[1, 6]. So far, there is not even a clear definition of the con-
cept of prolonged pregnancy is not completely understood 
etiology, pathogenesis and diagnosis of this form of disease, 
there is no single point of view on the tactics of pregnancy 
and childbirth.

The reasons are numerous prolonged pregnancies. The 
main etiological factors leading to prolonged pregnancy are 
functional changes in the central nervous system (CNS), au-
tonomic and endocrine disorders in pregnant [1; 3].

A certain role in this pathology play changes in the uterus 
(inflammatory, degenerative, and others.), Reducing its excit-
ability and contractile activity.

The study of membrane pathology broader direction of 
modern obstetrics. Lipid biosloy, part of cell membranes, de-
termine their mechanical and physical — chemical properties, 
simulates the activity of membrane receptors. Changing the 
qualitative and quantitative composition of phospholipids of 
biological membranes, undoubtedly affect the functional ac-
tivity of the cells. Intensification of lipid peroxidation (LPO), 
disintegrating the structural integrity of the membrane struc-
tures in the cell, is influenced by a variety of damaging fac-
tors and is a universal mechanism of the reaction in the cell 
damaging effects.

There are numerous publications on the study of the 
processes of lipid per oxidation and antioxidant defense sys-
tem during normal and pathological pregnancies occurring. 
However, Prolonged pregnancy these changes are not well 
understood. In this regard, taking into account not breaking 
the connection with the occurrence of pregnancy Prolonged 
pregnancy metabolic disorders in the homeostasis, lipid per 
oxidation process changes can be regarded as one of the 
links in the multi pathological process.

Objective: To study the changes of lipid metabolism dur-
ing prolonged pregnancy.

Materials and methods:
The work in the clinic of obstetrics and gynecology of 

the Bukhara Medical Institute at the City Maternity Hospital 
№ 1 and in the maternity ward of the city hospital of Bukhara.

There were examined 200  pregnant control group (I) 
consisted of 50 pregnant women with full-term period, with 
sustained 75 (II group) and 75 with post-term pregnancy (III 
group). We observed the women were aged 18 to 37 years 
old. The highest percentage of pregnant women and mothers 
were aged 18–25let; 28.3% puerperal control group, 26% — II 
group, 16,6% — III group.

The  vast majority of pregnant women surveyed were 
female with the number of births 1–2, only 14.4% had 2 or 
more parity. In women with prolonged post-term pregnancy, 
and often identified extra genital diseases. So, if women with 
full-term pregnancy revealed only mild anemia 60% of the 
patients, when prolonged pregnancy anemia in addition to 
medium and mild identified obesity (26.7%), pathology of 
the hepato — biliary system (10.6%), endemic goiter (16%). 
When prolonged pregnancy rate increased even more extra 
genital diseases: obesity (29.3%), pathology, hepato-biliary 
system (17.3%), endemic goiter (50%) patients.

Consequently, pregnant women surveyed mainly detect-
ed metabolic disease, which undoubtedly affects the course 
of metabolic processes.

One of the manifestations of a dyslipidemia. According 
to the recommendations of the Russian [9] we measured se-
rum total cholesterol (TC), cholesterol transport in its forms: 
LDL cholesterol (LDL) and high (HDL) density, triglycerides 
(TG) on the automated biochemical processor “Autohumol-
izer F1” (“Human”, Germany) c using a special reagent kits. 
Based on these data, calculated atherogenic ratio (CA). (2).

Results and discussion.
We have all studied groups of pregnant women was de-

fined triglycerides in the blood serum.
Studies in this regard studies have shown the develop-

ment of hypertriglyceridemia (TG) for prolonged pregnancy. 
Contents TG in the serum of women with prolonged preg-
nancy increased to 1,61 ± 0,11 mmol/l, with post-term — up 
to 1,68 ± 0,12 mmol/l, at a value of this indicator in women 
with full-term pregnancy 1.37 0.05 mmol/l. From the data, 
if the level of triglycerides in the prolonged pregnancy has a 
tendency to increase, when it is prolonged pregnancy signifi-
cantly increases by 1.23 (P <0.05) times. The obtained results 
are consistent with a high incidence of obesity and diseases 
of the hepatobiliary system, as well as diffuse goiter. For these 
pathologies characterized by the development of hypertriglyc-
eridemia, however, it should be noted that for these types of 
pathologies characterized by 4–5 dyslipoproteinemia.

Therefore, in the future, we studied the levels of total cho-
lesterol and its transport forms with calculation atherogenic 
factor. Studies in this regard studies have shown a tendency 
to increase the level of total cholesterol and VLDL cholester-
ol in structure, whereas the LDL cholesterol was significant-
ly increased by 1.3 (P <0.05) times. HDL cholesterol was sig-
nificantly reduced by 1.36 (P <0.05) times the value of women 
with full-term pregnancy. Women with post-term pregnancy 
total cholesterol, VLDL cholesterol and LDL cholesterol were 
not significantly different from the values of the indicators of 
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women with full-term pregnancy. Only in HDL cholesterol 
was significantly decreased in 1.63 (P <0.01) times. It must be 
said that if the content of total cholesterol in serum of women 
with prolonged term pregnancy and were not significantly dif-
ferent, the cholesterol in VLDL and LDL levels were slightly 
lower than those of women with prolonged pregnancy. Appar-
ently, that was associated with an increased use of cholesterol 
for the synthesis of progesterone in women with post-term 
pregnancy. On the other hand, when perenashivanie notes in-
creased use of cholesterol fruit.

The findings of our research have shown that as per-
enashivanie pregnancy progressively  increase the risk of 
atherogenesis. Thus, the figure for women with prolonged 
and post-term pregnancy significantly increased from 3,29 ± 
0,19 to 5,04 ± 0,33 and 6,07 ± 0,52, respectively. These rates 
exceed the regulatory value of 1.53 (P <0.05) and 1.84 (P 
<0.01) times, respectively, in prolonged and prolonged preg-
nancy. This was mainly due to the marked decrease in HDL 
cholesterol. Therefore, in women with post-term pregnancy, 
and prolonged notes mixed form dyslipoproteinemia char-
acterized by hypertriglyceridemia, hypercholesterolemia, 
and increased levels of cholesterol and lipoproteins of very 

low and low density, due to lower his level of HDL cholesterol, 
causing a high risk of atherogenic.

The lipid metabolism disorders, great importance is at-
tached to the peroxide modification of lipoproteins, primarily 
LDL, obviously, due to the peculiarities of their lipid composi-
tion. Peroxide-modified LP may influence the development 
of steroid hormone imbalances in several ways: by virtue of 
their cytotoxicity damaging endothelial cover of the arteries, 
stimulate monocyte chemotaxis into the intima, delay the mi-
gration of macrophages of the intima and stimulate the forma-
tion of leukotrienes macrophages. A combined contribution 
of these processes may play an important role in the develop-
ment of placental insufficiency and disturbance of the recep-
tion process. Peroxidation undergoes modification as VLDL 
and HDL, which also increases their atherogenic properties 
by changing microhemodynamics in fetoplacental system.

Thus, women with prolonged post-term pregnancy, and 
notes mixed form dyslipoproteinemia characterized by hyper-
triglyceridemia; hypercholesterolemia and increased choles-
terol in the lipoproteins are very low and low density, due to 
lower level of HDL cholesterol, causing a high risk of athero-
genic forecast on the development of placental insufficiency.
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