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VIRAL INFECTION OF THE CERVIX: THE METHODS 
OF DIAGNOSIS, TREATMENT AND PREVENTION

Akulich N.S., SavickayaV.M., LevchenkovaM.A., Shumanskaya M.S.

Resume. This article presents the methods of diagnosis, treatment and preven-
tion of viral infection of the cervix. Due to the fact that the rejuvenation of cervical pa-
thology, required more early diagnosis, timely treatment using modern methods, the ac-
tive implementation of prevention, especially vaccinal.

Keywords: Viral infection of the cervix, diagnosis, treatment and prevention, 
vaccination.
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2.

— 2012. — — –10.
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— 2014. — — –138.
4.

-
— —

5. Awareness of and knowledge about mother-to-child infections in Japanese pregnant 
women / I. Morioka [et al.] // Congenit. Anom. — 2014. — — P. 35–40.

In the article presented the course and outcomes of pregnancy, morphological state of the 
placenta in women whose newborns have congenital CMV infection.

.
ongenital CMV infection, the course of pregnancy, morphological state of the placenta, 

newborns.
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-

tromboplastin-1 ELISA kit (R D Sistems, DTSP10, USA).

-

Sp
- 2

OR
CI

—

min 20 22
max 43 39

16 (44,4 1,2) 14 (56,0 1,3)
30– 15 (41,7 1,3) 9 (36,0 1,6)

p,%) 5 (13,9 1,5) 2 (8,0 1,9)

—

19 (52,8 1,1)* 9 (36,0 1,6)
11 (30,6 1,4) 9 (36,0 1,6)
6 (16,7 1,5) 7 (28,0 1,7)

—
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(25,0 1,3%)
(30,5

(OR = 4,6; 95% CI 1,8–
2,0%, 

(9,0
2,4%, n=4).

— ng/ml
min max
1504 13850 6201 (4253; 7034)
1085 20749 5504 (3925; 10165)

– 2326 20749 6203 (4190; 10165)
– 1085 20081 3364 (1689; 12320)*
– 1786 20749 7450 (5034; 12922)
– 2772 17417 5943 (3460; 12728)
– 1085 11857 4551 (2326; 6463)

—

(52,8
(16,7

= 4,6; 95% CI 1,8–

(9,0 2,4%, n=4). 

1.

2.
(OR = 4,6; 95% CI 1,8–11,6). 
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3.

(9,0
2,4%, n=4).

4.

1. Hypertension and antihypertensive drags in pregnancy and perinatal outcomes / Hagay 
Orbach [et al.] // American journal of obstetrics and gynecology. — 2013. — –
P.301.e1–e6.

2. —
— 2013. — — –40.

3.
— 2015. — — 11–17.

4.
— 2015. — — 72–78.

THROMBOSPONDIN CONCENTRATION IN BLOOD PREGNANT WOMEN
WITH HYPERTENSIVE DISORDERS

Baranovskaya E.I.1, Zinovik A.V.2, Gusina N.B.2
1Belorussian State Medical University, Minsk, Belarus;

2Republican Scientific and Practical Centre "Mother and Child", Minsk, Belarus

Summary. 61 pregnant women were surveyed, including 36 with hypertensive 
disorders and 25 with normotoniey and term pregnancy. 52.8% of patients with hyper-
tension were primiparas, that was significantly different from the proportion (16.7%) of 
pregnant women with the upcoming third or fourth birth. The risk of premature delivery 
increases with hypertensive disorders (OR = 4,6; 95% CI 1,8–11,6), of which the pro-
portion of pregnant women with chronic hypertension (54.5%) was significantly differ-
ent from the proportion of patients with gestational hypertension (9,0%, p = 0.03). 
Thrombospondin concentration in blood significantly lower in pregnant women with 
hypertensive disorders that require early delivery.

Keywords: thrombospondin, preeclampsia, hypertension, pregnancy, childbirth.
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—
–75%))

n=15 n=36 n=15 n=36

12 2,3(0,8–3,0)* 2,2(1,2–2,6)* 5,1(4,9–5,9) 4,9(3,9–5,8)

81,0(40,0–
101,0)*

79,0(50,5–
100,0)*

154,5(142,0–
190,0)

154,5(129,0–
167,0)

24,0(11,3–
29,1)*

23,1(16,4–
28,6)* 45,3(41,3–51,3) 45,0(36,9–51,0)

9 4,3(3,8–5,1) * 6,0(4,1–8,7)* 16,5(10,0–23,6) 14,7(9,4–29,2)

9
206,0(137,0–

243,0) *
259,5(175,0–

290,0)*
235,0(181,0–

281,0)
253,0(170,0–

294,0)
33,0(27,0–37,0) 

*
35,0(32,0–

40,0)*
51,6(45,0–

59,0)** 45,6(41,0–48,8)

23,7(18,9–25,8) 
* 26,8(24,5–3,7)* 34,7(30,1–

37,4)** 31,8(28,0–34,0)

62,6(52,7–85,2) 82,1(63,8–
106,5)*** 77,9(51,4–99,4) 80,7(68,0–

110,0)

4,3(3,9–4,9) 4,0(3,6–4,5) 3,7(2,9–5,5) 3,3(2,6–4,1)

* — M-W test) —
p<0,05; ** —
(M-W test) — p<0,05; *** —
(M-W test) — p<0,05.

-

(U =115,5, p<0,05; U =135,0, p

2

.
-
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1.

— — — 8–26.
2. -

—
2012. — — –29.

3.
— 2008. —

— –21.
4.

— 2008. — — 8–42.
5.

— —
6.

39/395, A 61K 3
—

7. Mari, G. Noninvasive diagnosis by Doppler ultrasonography of fetal anemia due to ma-
ternal red-cell alloimmunization / G. Mari // N. Engl. J. Med. — 2000. — Vol. 342. — P. 9–14.

HUMAN IMMUNOGLOBULIN IN COMPLEX INTRAUTERINE
TREATMENT OF FETAL HEMOLYTIC DISEASE

M.V. Beluga
Republic Research and Practical Centre «Mother and Child», Minsk, 

Republic of Belarus

Summary. The article presents results of application of contemporary methods in 
diagnosis and intrauterine treatment of fetal hemolytic disease, and its effectiveness is 
proved. Serial intrauterine blood with human immunoglobulin transfusions resulted in 
improvement of hematological and biochemical blood variables and reduction of neo-
natal hemolytic disease morbidity. The reported treatment improved neonatal outcomes: 
no fetal loss was registered.

Key words: Rh-alloimmunization, fetal hemolytic disease, cordocentesis, intra-
uterine blood transfusion, human immunoglobulin.



29
 

—
—

0-
-

—

0–
5–

-



30
 

—

-

:

-

—
—

— —
— —

-46. 

«Solar» PV1251C.

— 4–
— 6– 7–99,2], 

— 3–
3– 2–

2 [28,2–
— 2 [19,48–

—



31
 

—

n=87 n=57 n=30 n=29
D233 2,09 [1,3–

3,64]*
2,36 [1,64–

4,32]*#
1,89 [0,78–

2,6]**
0,84 [0,4–1,5]

2,32 [1,62–
3,17]**

2,53 [1,69–
3,52]**

2,075 [1,33–
3,03]

1,55 [1,2–2,25]

* — .
** —
# —

—

n=87 n=57 n=30 n=29
25,08 [22,88–

27,84]*
25,08 [22,67–

27,84]*
24,9 [23,23–

27,77]*
27,89 [26,78–

29,44]
230 [191–
312]***

225 [191–
306]***

251,5 [191–313] 290 [225–362]

* —
** —
*** —

1.
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—
2.

—

3.

1.
— 2001. — — 6–60.

2. —
—

2001. – — 5–12.
3. //

— 2007. — — 9–83.
4.

—
2010.— — 8–38.

5.

— — 2008. — 12–214.
6. —

— — –98.
7.

— — –172.

ASSESSMENT OXIDATIVE STATUS OF REPRODUCTIVE AGE WOMEN 
WITH METABOLIC SYNDROME

Ganchar E.P., Kazhina M.V.
Grodno State Medical University, Grodno, Belarus

SummaryThe article presents data on the state of lipid peroxidation (LPO) and 
antioxidant protection (AOP) in women of reproductive age with metabolic syndrome 
(MS), taking into account the presence and absence of the reproductive system dysfunc-
tion. Proved intensification of LPO (increased concentration of diene conjugates, ma-
londialdehyde), compared with women who do not have MS. With that in patients with 
MS with a dysfunction of the reproductive system found more pronounced intensity of 
the LPO — increased concentration of diene conjugates. In patients with MS reproduc-
tive age observed decline in AOP — reducing the concentration of catalase and ceru-
loplasmin, reflecting the depletion of antioxidant systems of the body.

Keywords: metabolic syndrome, reproductive age, lipid peroxidation, antioxidant 
protection.
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— 2-

- — 5,4 ± 0,6 5.4 ± 0,3
8,4 ± 0,7 8,2 ± 0,5

22 — 73,3 13 — 43,3

14 — 46,7 9 — 30

2-

1.

— 2012. — — –15 . 
2.

— 2013. — — –17.
3. — 2012. —
–79.
4.

— 2013. —
— –29.
5. Krasnow, J.S. Comparison of transdermal versus oral estradiol on endometrial receptivity 

/ J.S. Krasnow, B.A Lessey, Naus G., L.L. Hall, D.S. Guzick, S.L. Berga // Fertil Steril. — 1996. 
Vol.65. — P. 332–336.

6. Edwards, R.G. Human implantation: the last barrier in assisted reproduction technolo-
gies?/ R.G Edwards // Reprod Biomed Online. — 2006. — Vol.13. — P.887–904.

7. , O.A 
/ O.A. ,

. . To // . — 2013. — — . 8–9.
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PREPARATION AN ENDOMETRIUM BY ESTROGENS 
IN FERTILE CYCLE

liuk . ., Crupa S. G., Murza T.A.
RSPC « other and child», ins , Belarus

Defective endometrium during the periovulatory period meets at part of patients 
with infertility and miscarriage. Therapy by estrogens allows to achieve growth ade-
quate an endometrium. In recent years for this purpose transdermal gel of an estradiol is 
widely applied. This form of introduction of a preparation has several advantages be-
fore the oral pills: the safe metabolism, less side effects, higher bioavailability, the best 
quality an endometrium and more frequency of pregnancy rate.

Key words: embrion implantation, preparation an endometrium, receptivity, pino-
podia.
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.

1. —
Me 2010. — 536 c.

2. T.A
T.A A M Ma — 2013. —
— –19.

3. Mark Bowman. Induction of an ovulation at the intrauterine inseminations / Mark Bow-
man // GlobalFertil.Acad. — 2013. — Vol.10. — P 25–26.

4. Piter Kovax. Frequently asked questions about use of progesteron for support of a luteal 
phase in IVF cycles/ Piter Kovax // Medscape Education Ob/Gyn & Women's Health. — 2011.

5. Janelle Luk. Progesteron support of a luteal phase in IVF cycles / Janelle Luk, Pasquale 
Patrizio // Medscape Education Ob/Gyn & Women's Health. — 2011. 11/15/2011.

6. Polyzos NP., Vaginal progesterone gel for luteal support in IVF/ICSI cycles: a meta-
analysis / Polyzos NP, Messini CI, Papanikolaou EG// Fertil Steril. — 2010. — Vol. 94. — P. 
2083 — 2087.

7. Ganesh A. Comparison of oral dydrogesterone with progesterone gel and micronized 
progesterone for luteal support in 1,373 women undergoing in vitro fertilization: a randomized 
clinical study / Ganesh A, Chakravorty N, Mukherjee R // Fertil Steril. — 2010. Vol.95. — P. 
1961–1965.

PROGESTERONE VAGINAL GELS — EFFICIENCY FOR LUTEAL 
SUPPORT IN IVF CYCLES.

liuk . ., Dus I.L., Grakovich L.G.
RSPC « other and child», ins , Belarus

Gestagen support of a luteal phase and early pregnancy in treatment of infertility 
after ovarian stimulation increases the frequency of pregnancy rate and its prolongation. 
Comparison of oral forms with the vaginal confirmed that both formulations have simi-
lar effects on the endometrium. Vaginal gel is an optimum form of an exogenous 
progesterone, with the sparing metabolism, passing a liver and direct impact on a ute-
rus. In research efficiency two progesterone gels of different producers was compared. 
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It appeared that generic is rather effective in comparison with an original progesterone 
gel. 

Key words: Gestagen support, art reproductive tehnologies (AR ), in vitro fertili-
zation (IVF), progesterone vaginal gel. 
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Ht –42% (0,36– —
38–49% (0,38–
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389,0±16,0 690,4±49** 702,0±63,0** 1256,0±87,0** 559,0±43,0*



47
 

* —
** —

RET) —

0,5–1,2% 
(0,40– 9

PLT).

0– 9

8–
PV 7–

PV

PDW
0–20%

5–0,40%. 

9

9

— 0– 9

9 9

WBC) —

—



48
 

9 9

WBC 0– 9

9/

9/

0–
— —

—
9

— 9

—



49
 

—

I II III

120–140 112–145 108–140 108–140
12 3,7–5,0 3,7–5,0 3,5–4,8 3,7–4,8

36–42 36–42 34–40 31–39
9 4,0–9,0 5,0–10,0 5,3–10,0 5,6–12,0

1–6 1–6 4–9 4–9

45–70 45–70 62–69 62–69

18–40 18–40 16–29 16–29
2–9 2–9 3–5 3–5
0–1 0–1 0–1 0–1
0–5 0–5 1–2 1–2

2–12 2–12 2–12 2–12
2–15 2–15 10–25 12–40

–

—
9

—
9

—
0– —

9

–
—

—

9

9

–



50
 

9

9

—

– — 1–
— —

-
-

–
— 5,0– -

hs –
— – — 0,47–

hs

-
–8% 

–22 
–7,0). 

—

—



51
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— –144.
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VII –26
— –143.

I

— 2012. — 69–75.
—

— 2007. — — –26.
—

2009. — 20

—
—

.
— —

— —

— - —

— 2013. — — –5.
- -

—
—

13.
-

– — 25–32.

— — 2003.—

EVALUATION OF LABORATORY PARAMETERS 
IN PREGNANT WOMEN

Kurlovich I.V. 1, Zubovskaya E.T. 1, Svetlitzkaya S G. 2, Vilchuk K.U. 1,
Belyga M V. 1, Nagibovich S.Y. 1, Mitroshenko I.V. 1, Iurkevich T. Iu. 1,

Bliga Z. V. 1, Demidova R. N. 1
Republic Scientific Practical Centre «Mother and Child», Minsk, Belarus;
Belarusian Medical Academy of Postgraduate Education, Minsk, Belarus

Summary. Pregnancy is accompanied by many changes in a woman's body. 
These changes are aimed at ensuring normal fetal development and successful pregnan-
cy outcome. Pathogenetic substantiation given changes in laboratory tests in pregnant 
women for gestational age. These data contribute to the understanding of the implemen-
tation of adaptive mechanisms in the body during pregnancy. 

Key words: pregnancy women, laboratory tests.
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MODERN APPROACH TO INFUSION-TRANSFUSION THERAPY 
IN PATIENTS WITH OBSTETRIC HEMORRHAGE

1 I.V. Kurlovich, 2EV Dashkevich, 3V.V. Rimasheyski, 1 M.V. Beluga, 
1 R.N. Demidova, 1 E.T. Zubovskaya, 1 I.V. Mitroshenko, 1 T.Y. Yurkevich, 

1 L.F Ovchinnikova
1RSPC "Mother and Child", 2RSPC transfusion and medical biotechnology, 

3"BelMAPGE", Minsk, Republic of Belarus

Summary: Using the method of blood restore based on hemostatic resuscitation 
leads to clinical compensation and normalization of coagulation and anticoagulation 
plasma potential regardless of the degree of blood loss.

Key words: obstetric hemorrhage, infusion-transfusion therapy, haemostasiologic 
parameters.
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EVALUATION OF LABORATORY PARAMETERS IN PREGNANT WOMEN

Kurlovich I.V. 1, Zubovskaya E.T. 1, Svetlitzkaya S G. 2, Vilchuk K.U. 1,
Belyga M V. 1, Nagibovich S.Y. 1, Mitroshenko I.V. 1, Iurkevich T. Iu. 1,

Bliga Z. V. 1, Demidova R. N. 1.
Republic Scientific Practical Centre «Mother and Child», Minsk, Belarus;
Belarusian Medical Academy of Postgraduate Education, Minsk, Belarus

Summary. Pregnancy is accompanied by many changes in a woman's body. 
These changes are aimed at ensuring normal fetal development and successful pregnan-
cy outcome. Pathogenetic substantiation given changes in laboratory tests in pregnant 
women for gestational age. These data contribute to the understanding of the implemen-
tation of adaptive mechanisms in the body during pregnancy. 

Key words: pregnancy women, laboratory tests
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CLINICAL EVALUATION OF HEMOSTASIS SYSTEM RESEARCH 
IN PREGNANT WOMEN

Kurlovich I.V. 1, Zubovskaya E.T. 1, Svetlitzkaya S G. 2, Vilchuk K.U. 1,
Belyga M V. 1, Nagibovich S.Y. 1, Mitroshenko I.V. 1, Yurkevich T. Y. 1,

Bliga Z. V. 1, Demidova R. N. 1

Republic Scientific Practical Centre «Mother and Child», Minsk, Belarus;
Belarusian Medical Academy of Postgraduate Education, Minsk, Belarus

Summary. During pregnancy a woman's body is formed by the state of so-called 
"physiological hypercoagulable state", characterized by a "light" to reduce thrombosis 
of blood loss in the upcoming birth. The article presents the characteristics of indicators 
of coagulation hemostasis and platelet aggregation in pregnant women by trimes-
ter. Evaluation of the results to judge the readiness of thrombotic pregnant women for 
the upcoming birth. 

Keywords: pregnant women, hemostasis, laboratory parameters.
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PRE-PREGNANCY COUNCELING, MANAGMENT OF PREGNANCY AND 
DELIVERY IN WOMEN WITH CONGENITAL HEART DISEASE.

Kurlovich I.V.1, Beluga M.V. 1, Mitroshenko I.V. 1, Zubovskaya E.T.1, Yurkevich 
T.Y. 1, Demidova R.N.1, Tkachev A.V. 2, Ilyich I.G.1

1Republican Scientific Practical Center « Mother and Child»;
2Belarusian Medical Academy of Postgraduate Education.

Minsk, Belarus

Summary. Modification methods of diagnostics and treatment of congenital heart 
disease in pregnant women, who could not become mothers now give them the oppor-
tunity to have a child. The current clinical research and their good results give more 
wide perspectives of planning and successful delivery of women with congenital heart 
disease.

Keywords: pregnancy, congenital heart desease.
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RATIONAL THERAPIES THREATS SPONTANEOUS ABORTION

Kukharchyk Yu.V., Gutikova L.V., Kukharchyk I.V.
Grodno State Medical University, Grodno, Belarus

Summary. The article presents the methods of correction of the threat of sponta-
neous abortion in the I trimester based on the detection and subsequent correction of the 
imbalance of biogenic amines and their precursors in the blood plasma and serum 
progesterone. Obtain clinical and experimental data on the important role of tryptophan 
and serotonin in the genesis of early miscarriage. Using a method developed in the 
treatment of miscarriage threat contributes to the formation of the optimal paths meta-
bolization of the means of preventing the progression of disease and pregnancy loss.

Keywords: miscarriage, tryptophan, serotonin, progesterone, succinic acid.
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PREDICTION OF PRE-ECLAMPSIA IN THE FIRST TRIMESTER BY MA-
TERNAL FACTORS, ULTRASOUND AND BIOCHEMICAL MARKERS

Lemeshevskaya T.V., Pribushenya O.V.
The Republican Scientific and Practical Centre «Mother and Child», Minsk, Belarus

Summary. The article is devoted to modern capabilities for predicting preeclamp-
sia by maternal factors and biochemical markers, uterine artery Doppler performed in 
the framework of the population combined first trimester screening to detect chromo-
somal diseases and congenital malformations. The presented materials of particular 
measurement technique uterine artery Doppler and criteria standards of major index in 
the first trimester of uncomplicated singleton pregnancy — pulsatility index. The main 
trophoblastic proteins in preeclampsia and in uncomplicated pregnancy are detected. 
The results of the calculation of patient-specific risk of early and late preeclampsia, al-
lowing in the first trimester to allocate women at high risk of developing this complica-
tion of pregnancy to take preventative measures are presented.

Key words: first-trimester screening; pre-eclampsia; uterine artery Doppler; mean 
arterial pressure; marker.
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CONDITION OF RESPIRATORY FUNCTION ITOXONDRIONS 
OF THE BRAIN IN THE CONDITIONS OF SURGICAL NOPAUSE

Mil sh T.S., Maksimovich N.Ye., Dremza I.K.
Grodno State Medical University, Grodno, Belarus

Summary. Experimental researches of dynamics of changes of respiratory func-
tion isolated mitoxondrions at modelling of a subtotal ischemia of a brain within 3 days 
in the conditions of bilaterial variectomia on white not purebred rats-females are ex-
ecuted by registration of parametres of consumption of oxygen mitoxondrions (speed 
endogenum (basic) breath; speed a breath substratum-dependent; speed of the breath 
interfaced with fosforilation (after entering ADF); speed of breath after an expenditure 
brought ADF) and the indicators characterising interface of processes of oxidation and 
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fosforilation in mitoxondrions (factor akceptor the control; factor of the respiratory con-
trol; factor fosforilation ADF/O). As a result of the spent work considerable oppression 
of aerobic respiratory activity mitoxondrions a brain of rats and dissociation of 
processes of oxidation and fosforilation in mitoxondrions in the conditions of an ische-
mia of a brain against estrogen deficiency is established at use as stimulators of both 
substrata.

Key words: variectomia, a brain, breath, mitoxondrions
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EFFICIENCY OF LINEN OIL IN CORRECTION INDICATORS OF THE 
CARBOHYDRATE EXCHANGE AND MORPHOLOGICAL PROPERTIES 

ENDOTHELIUM OF VESSELS AT SURGICAL NOPAUSE

Mil sh T.S.
Grodno State Medical University, Grodno, Belarus

Summary. In experiments on 40 white not purebred variectomia rats with a sub-
total ischemia of a brain are established correction properties of linen oil. efficiency of 
the given oil in liquidation fabric hypoxia and action consequences acidosis, shown by
level decrease lactat on 30,1%, in comparison with its animals not receiving is revealed 
at isolated total variectomia and on 30,7% concerning females with bilaterial 

variectomia and with to tie up the left general carotid throughout 3 days. it is estab-
lished endothelium to keep effect of linen oil characterised by quantity normalisation 
the circulating endothelium cages blood vessels that specifies in essential reduction of 
its morphological damage.

Key words: variectomia, a brain, hypoxia, endothelium.
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TWINS: COMPLICATIONS, DIAGNOSTICS, 
MAINTENANCE, AND METHODS OF CORRECTION

Mihalevich of S.I., V. L. Semenchuk
1 Belorussian Academy of postgraduate education,

2Republican Scientific Practical Centre «Mother and Child», Minsk, Belarus.

Summery. Features of a current and pregnancy outcomes at monohorionic and bi-
horionic twins are studied at 124 pregnant women with monohorionic twins. Principal 
causes of high frequency infringements pregnancy, perinatal disease and death rates are 
defined at monohorionic to twins. Criteria of wounds ths of diagnostics FFTS and diffe-
rential diagnostics with a delay intrauterinum  growth of one of fruits are developed at 
monohorionic to twins. Complex method of conducting pregnancy at monohorionic to 
twins, including early prenetal diagnostics and correction feto-fetal transfusion syn-
drome that promotes considerable decrease in perinatal morbidity and mortality.

Key words: monohorionic to twins, twin to twin transfusion syndrome, fetoscopic 
laser coagulation vascular anastomoses.
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THE ROLE OF MAGNESIUM IN THE GESTATIONAL COMPLICATIONS IN 
WOMEN WITH METABOLIC SYNDROME

S.I. Michalevic1, A.V. Yeshenko2

1 Belorussian Medical Academy of Postgraduate Education, Minsk, Belarus
2 s

Summary. The presence of decrease in magnesium level in women with metabol-
ic syndrome (MS) may be associated with a high risk of various complications of gesta-
tion: miscarriage, preeclampsia, placental insufficiency and insufficient fetal growth. 
The development of preventive measures to reduce the incidence of complications of 
pregnancy and childbirth in accordance with modern concepts of the mechanism of 
their occurrence is a leader in obstetrics.

Key words: metabolic syndrome, pregnancy, magnesium, complications of gesta-
tional process.
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THE COURSE OF PREGNANCY AND CHILDBIRTH AT WOMEN WITH 
THE METABOLIC SYNDROME (MS)

S. I. Michalevich1, A.V.Yeshenko2

1 Belorussian Academy of postgraduate education, Minsk
2 Republic scientific practical center «Mother and child», Minsk

Summary. The course of pregnancy with metabolic syndrome (MS) is connected 
with high risk of development of various complications of gestational process. Devel-
opment the preventive measures of complications of pregnancy and childbirth taking 
into account modern ideas of the mechanism of their emergence takes a leading place in 
obstetrics.
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CHANGES IN THE LEVEL OF DEPRESSION IN PATIENTS ON A SCALE
BECK DEPENDING ON POSTOPERATIVE ANALGESIA CESAREAN

Summary. The article describes the characteristics of the psychological status of 
women, cesarean delivery. We describe the changes in the level of depression on a 
scale Beck in the postpartum period, depending on the postoperative analgesia.

Keywords: psychological status, depression, post-operative analgesia.
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pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05

pI -III <0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

pI -III <0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05
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-

3 —
Me (25Q–75Q)

IA
n=32

111,0
(110,0–118,0)

118,0
(113,0–123,0)

114,0
(111,0–118,0)

111,0
(108–116,0)

IIA
n=28

110,0
(110,0–120,0)

118,0
(112,0–124,0)

115,0
(110,0–118,0)

112,0
(110,0–117,0)

IIIA
n=31

115,0
(110,0–119,0)

126,5
(122,0–128,5)

121,0
(118,0–125,0)

116,0
(110,0–120,0)

n=29
115,0
(112,0–118,0)

118,0
(115,5–122,0)

114,0
(111,0–119,0)

114,5
(111,0–117,0)

II
n=31

114,0
(110,0–120,0)

119,5
(114,5–121,5)

113,5
(111,0–120,0)

114,0
(110,0–119,0)

n=30
113,0
(110,0–117,0)

125,0
(121,0–128,0)

120,0
(118,0–123,0)

115,0
(113,0–117,0)

(p)

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05

pI -III <0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

pI -III <0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05

C

—
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4 —
Me (25Q–75Q)

IA
n=32

70,0
(67,0–73,0)

75,0
(72,0–80,0)

72,0
(67,0–75,0)

68,0
(64,0–71,0)

IIA
n=28

72,0
(70,0–79,0)

75,0
(71,0–83,0)

72,5
(68,0–77,0)

68,5
(65,0–73,0)

IIIA
n=31

72,0
(70,0–80,0)

83,0
(81,0–86,0)

77,0
(73,5–80,0)

71,0
(68,0–75,0)

n=29
70,0
(70,0–73,0)

75,0
(73,0–78,0)

71,0
(69,0–75,0)

71,0
(69,0–73,0)

II
n=31

70,0
(70,0–70,0)

73,0
(72,0–75,5)

70,5
(68,0–72,0)

70,0
(67,5–72,0)

n=30
70,0
(65,0–70,0)

78,0
(76,0–80,0)

75,0
(74,0–78,0)

72,0
(71,0–75,0)

(p)

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05

pI -III <0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

pI -III <0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05

-

p<0,05.

-
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—
–75Q)

IA, n=32 4,5 (4,1–4,6) 5,9 (5,8–6,4) 4,2 (3,9–4,9) 4,4 (4,0–4,7)
IIA, n=28 4,4 (4,2–4,5) 5,9 (5,8–6,1) 4,1 (3,8–4,4) 4,2 (4,1–4,4)
IIIA, n=31 4,7 (4,2–5,2) 6,0 (5,8–6,6) 4,9 (4,4–5,4) 4,5 (4,2–4,9)

4,4 (4,0–4,6) 5,9 (5,8–6,3) 4,5 (4,2–4,9) 4,2 (4,0–4,8)
II 4,3 (3,9–4,9) 6,0 (5,8–6,1) 4,4 (3,8–4,9) 4,4 (4,0–4,7)

4,3 (4,1–4,7) 6,1 (5,8–6,6) 4,9 (4,6–5,7) 4,6 (4,2–5,0)

(p)

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05

pI -III <0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III <0,05
pII -III >0,05
pI -II >0,05

— 8.

6 — 9

(25Q–75Q)

7-

IA, n=32 9,6 (8,6–11,1) 13,7 (11,8–15,8) 8,0 (6,6–9,0)
IIA, n=28 9,8 (8,2–10,8) 13,7 (11,5–15,7) 7,5 (6,5–9,0)
IIIA, n=31 9,7 (8,5–10,9) 15,6 (13,8–16,8) 7,7 (6,7–9,9)

8,7 (7,9–9,5) 13,2 (11,4–14,0) 7,9 (7,2–8,6)
II 8,8 (8,0–9,9) 13,1 (11,4–14,6) 8,4 (6,8–9,9)

8,5 (7,7–9,3) 16,0 (14,8–18,4) 8,0 (7,1–9,5)

(p)

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05

pI -III <0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05
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p>0,05.

7 — –75Q)

7-

IA, n=32 31,0 (27,0–39,0) 37,0 (32,0–44,0) 31,0 (26,0–36,0)
IIA, n=28 31,0 (25,0–35,0) 38,0 (31,0–44,0) 36,0 (31,0–40,0)
IIIA, n=31 31,0 (25,0–39,0) 45,5 (41,0–49,0) 39,0 (30,0–47,5)

, n=29 25,0 (21,0–28,0) 34,5 (30,0–38,0) 25,0 (23,0–27,5)
II , n=31 27,0 (23,5–30,0) 34,0 (31,0–38,5) 26,5 (25,0–28,0)
III , n=30 25,0 (22,0–29,0) 44,0 (40,0–48,0) 36,0 (31,0–39,0)

(p)

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05

pI -III <0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

pI -III <0,05
pII -III >0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

8 —
%, Me (25Q–75Q)

7-

IA, n=32 6,0 (6,0–7,0) 10,0 (9,0–11,5) 5,0 (4,0–6,5)
IIA, n=28 7,0 (6,0–8,0) 10,5 (8,0–12,0) 5,0 (3,0–6,0)
IIIA, n=31 6,0 (5,5–8,0) 14,0 (12,0–19,0) 5,0 (4,0–7,5)

n=29 6,0 (5,0–7,5) 10,0 (8,0–12,0) 5,0 (3,5–6,5)
II 6,0 (4,5–7,0) 10,5 (9,0–12,0) 4,5 (2,0–5,5)

5,0 (5,0–7,0) 17,0 (15,0–25,0) 6,0 (4,0–9,5)

(p)

pI -III >0,05
pII -III >0,05
pI -II >0,05
pI -III >0,05
pII -III >0,05
pI -II >0,05

pI -III <0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

pI -III >0,05
pII -III <0,05
pI -II >0,05
pI -III <0,05
pII -III <0,05
pI -II >0,05

—
-
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9 — 2-
–75Q) 

(p)IA, n=32 IIA, n=28 IIIA, n=31
2,8
(2,4–3,6)

2,9
(2,3–3,7)

2,6
(2,3–3,3)

pI -III >0,05
pII -III >0,05
pI -II >0,05

10,7
(8,9–14,9)

11,4
(7,7–16,1)

12,0
(9,7–16,7)

pI -III >0,05
pII -III >0,05
pI -II >0,05

Na+ 140,0
(138,0–141,0)

139,0
(137,0–140,0)

140,0
(138,0–142,0)

pI -III >0,05
pII -III >0,05
pI -II >0,05

+ 4,3
(4,2–4,7)

4,5
(4,2–4,7)

4,5
(4,3–4,7)

pI -III >0,05
pII -III >0,05
pI -II >0,05

10 — 2-
–75Q)

p)II
2,6
(2,2–3,2)

3,0
(2,1–3,3)

2,9
(2,4–3,2)

pI -III >0,05
pII -III >0,05
pI -II >0,05

12,6
(10,2–16,4)

12,3
(9,3–15,6)

12,7
(9,2–15,5)

pI -III >0,05
pII -III >0,05
pI -II >0,05

Na+ 139,0
(138,0–141,0)

139,0
(137,0–141,0)

139,0
(138,0–141,0)

pI -III >0,05
pII -III >0,05
pI -II >0,05

+ 4,5
(4,3–4,8)

4,4
(4,1–4,7)

4,5
(4,2–4,8)

pI -III >0,05
pII -III >0,05
pI -II >0,05

:
1.

2.



137
 

- -
3.

4.

—

-

—
—

1.
— —

2.
- — 2- —

—



138
 

3.
— 2007. — — –59.

4. —
—

5.

- - —
2011. —

6. — 3- —
—

7. — —

8.
Ars medica. —

2013. — — –102.
9.

— 2012. — —
382–389. —

10.
-

— —
11. I -

—
12.

-
—

13.
—

14.
— - — 2007. —
15. Diabetes Atlas, 3rd edition. International Diabetes Federation, 2006.
16. Rawal N., Van Zundert A., eds. Highlights in Regional Anaesthesia and Pain Therapy. 

XII. 2003. ESRA and Cyprint Ltd.

INFLUENCE OF THE TYPE OF ANALGESIA IN THE POSTOPERATIVE 
PERIOD OF CESAREAN SECTION IN PREGNANT WOMEN WITH TYPE 

I DIABETES

Neden L.Ch., Rimashevsky V.V.

Summary. The article describes the features of a hemodynamics, hemogram,
blood sugar levels, indicators of blood chemistry and coagulation in patients with type I 
diabetes after cesarean section, depending on the postoperative analgesia.

Keywords: cesarean section, postoperative period, hemodynamics, blood count,
post-operative analgesia, diabetes.
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—

— I

6–

—

.

—

I
n=61

IA, n=32
IB, n=29

II
n=59

IIA, n=28
IIB, n=31

III
n=61

IIIA, n=31

IIB, n=30I
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046–
,

058– -

035–
- [8, 9, 10].

of Biostatistics, 

25– — 5–75% —
— —

0– — 150,0 (150,0–
— 150,0 (100,0– 0–

0–
0– — 200,0 (200,0–

0– — 3). 

2 —
–75Q)

(p)
I

n=32
IIA

n=28

1-
100,0

(100,0–150,0)
150,0

(100,0–200,0) pIA-IIA<0,05

60,0
(60,0–90,0)

60,0
(60,0–90,0) pI -II >0,05

2-
150,0

(150,0–150,0)
180,0

(150,0–200,0) pIA-IIA<0,05

60,0
(60,0–60,0)

60,0
(60,0–60,0) pI -II >0,05
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30,0% — —

-

3 —
–75Q)

(p)
IB

n=29
IIB

n=31

1-
150,0

(100,-150,0)
200,0

(200,0–250,0) pI -II <0,05

60,0
(60,0–90,0)

60,0
(60,0–90,0) pI -III >0,05

2-
150,0

(150,0–150,0)
200,0

(200,0–250,0) pI -II <0,05

60,0
(60,0–60,0)

60,0
(60,0–60,0) pI -III >0,05

0 (60,0– — 60,0 (60,0–
— 60,0 (60,0– 0–

II 0–
0–

(30,0–60, 0–
— 60,0 (30,0– 0–

III
III
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—

4 —
–75Q)

(p)
IIIA
n=29

IIIB
n=31

1-
60,0

(40,0–60,0)
60,0

(60,0–60,0) pIIIA-III >0,05

45,0
(30,0–60,0)

60,0
(30,0–60,0) pIIIA-III >0,05

2-
50,0

(20,0–60,0)
60,0

(20,0–60,0) pIIIA-III >0,05

60,0
(60,0–60,0)

60,0
(60,0–60,0) pIIIA-III >0,05

0–
0–60,0)

— 50,0 (20,0– 0–

—

p<0,05.

— 3,2%.
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5 —

I, n =61 II, n =59 III, n =61
IA, n =32 IB, n =29 IIA, n =28 IIB, n =31 IIIA, n =31 IIIB, n =30

1
(3,1%)

1
(3,4%)

2
(7,1%)

2
(6,4%)

7
(22,5%)

6
(20,0%)

– – – 1
(3,2)

3
(9,7%)

4
(13,3%)

– – – – 2
(6,5%)

1
(3,3%)

1
(3,1%)

1
(3,4%)

2
(7,1%)

3
(9,6%)

12
(38,7%)

11
(36,7%)

—
—

— 3,3%. 

p I
0–5, II

0–
0–

6 —
Me (25Q–75Q)

(p)
I

n=61
II

n=59
III

n=61
5,0

(5,0–5,0)
5,0

(4,0–5,0)
4,0

(4,0–5,0)
pI-III<0,05
pII-III<0,05
pI-II>0,05

I

II
III
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I II

I
II

= (1)

— -

I
n=61

II
n=59

III
n=61

« » 5 (8,2%) 4 (6,8%) 8 (13,1%)

4
« » 18 (29,5%) 12 (20,3%) 25 (41,0%)

« » 38 (62,3%) 43 (72,9%) 28 (45,9%)

I
II — III —

II
I

I II p>0,05.

«
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1.

2.

3.

4. I

p>0,05.

1.
», 2005. —

2.
— - — 2007. —

3. Diabetes Atlas, 3rd edition. International Diabetes Federation, 2006.
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4. Rawal N., Van Zundert A., eds. Highlights in Regional Anaesthesia and Pain Therapy. 
XII. 2003. ESRA and Cyprint Ltd.

5.
— —

6. —
—

7. — —

8.
-

— —
9. I -

—
10.

- 23.06.2011 / 
. . , . . , . . , . . . , 2011. — 13 .

CONSUMPTION OF ANALGESICS, THE CHARACTERISTIC SIDE 
EFFECTS AND SATISFACTION WITH ANALGESIA IN THE 

POSTOPERATIVE PERIOD FOR CAESAREAN SECTION IN PATIENTS
WITH DIABETES

Neden L.Ch., Rimashevsky V.V., Khodzhaev A.V.

Summary. The article describes the features of consumption of analgesics, the 
characteristic side effects and satisfaction with analgesia in patients with diabetes after 
cesarean section, depending on the postoperative analgesia.

Keywords: cesarean section, postoperative period, analgesic consumption, side 
effects, satisfaction with analgesia, postoperative analgesia, diabetes.

,

-
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-
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.

I

—

—

6–

IIIB) —

.
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—

n) n)

I
n=61

IA, n=32

IB, n=29

II
n=59

IIA, n=28

IIB, n=31

III
n=61

IIIA, n=31

IIIB, n=30

6–
,

8– -

5–
- [10, 11, 12].

25– — 5–75% —
— —

-
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2 —
Q-75Q))

(p)
I

n=32
IIA

n=28
IIIA
n=31

2,33
(2,13–2,50)

2,23
(2,15–2,35)

2,28
(2,08–2,49)

pI -III >0,05
pII -III >0,05
pI -II >0,05

2,20
(2,10–2,30)

2,20
(2,20–2,40)

2,20
(2,05–2,30)

pI -III >0,05
pII -III >0,05
pI -II >0,05

4,20
(4,10–4,20)

4,20
(4,10–4,30)

4,20
(3,90–4,30)

pI -III >0,05
pII -III >0,05
pI -II >0,05

1– — 2,23 (2,15–
— 2,28 (2,07–

8– —
0,34 (0,33– — 0,36 (0,25–

– 0–

0,7 (0,60–
0–

3 —
Q-75Q))

(p)
I

n=29
II

n=31
III
n=30

0,34
(0,25–
0,45)

0,34
(0,33–
0,41)

0,36
(0,25–
0,43)

pIB-IIIB>0,05
pIIB-IIIB>0,05
pIB-IIB>0,05

2,40
(2,40–
2,50)

2,40
(2,40–
2,50)

2,40
(2,40–
2,50)

pIB-IIIB>0,05
pIIB-IIIB>0,05
pIB-IIB>0,05

4,55
(4,50–
4,60)

4,50
(4,50–
4,60)

4,50
(4,50–
4,60)

pIB-IIIB>0,05
pIIB-IIIB>0,05
pIB-IIB>0,05

2– 0–
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,8 (0,60–

(0,70–

5–
— 2,4 (2,4–

II 5– II
4–

4 —

(p)
I

n=32
IIA

n=28
IIIA
n=31

2,20
(2,10–2,30)

2,20
(2,20–2,40)

2,20
(2,05–2,30)

pI -III >0,05
pII -III >0,05
pI -II >0,05

0,75
(0,60–0,90)

0,65
(0,60–0,90)

1,3
(1,15–1,45)

pI -III <0,05
pII -III <0,05
pI -II >0,05

0,95
(0,70–1,10)

0,90
(0,80–1,10)

1,6
(1,50–1,90)

pI -III <0,05
pII -III <0,05
pI -II >0,05

1,65
(1,50–1,70)

1,60
(1,50–1,70)

2,70
(2,55–2,95)

pI -III <0,05
pII -III <0,05
pI -II >0,05

1,50
(1,35–1,60)

1,45
(1,40–1,60)

2,30
(2,20–2,55)

pI -III <0,05
pII -III <0,05
pI -II >0,05

1,20
(1,10–1,25)

1,20
(1,10–1,20)

1,85
(1,70–2,05)

pI -III <0,05
pII -III <0,05
pI -II >0,05

0,90
(0,90–1,05)

0,90
(0,80–1,00)

1,50
(1,50–1,60)

pI -III <0,05
pII -III <0,05
pI -II >0,05

0,70
(0,70–0,85)

0,70
(0,70–0,80)

1,20
(1,20–1,30)

pI -III <0,05
pII -III <0,05
pI -II >0,05
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—

(p)n=29 n=31 n=30
2,40
(2,40–2,50)

2,40
(2,40–2,50)

2,40
(2,40–2,50)

pIB-IIIB>0,05
pIIB-IIIB>0,05
pIB-IIB>0,05

0,75
(0,60–0,95)

0,75
(0,70–0,95)

1,50
(1,40–1,65)

pIB-IIIB<0,05
pIIB-IIIB<0,05
pIB-IIB>0,05

0,95
(0,80–1,10)

0,90
(0,90–1,0)

1,80
(1,70–1,95)

pIB-IIIB<0,05
pIIB-IIIB<0,05
pIB-IIB>0,05

1,70
(1,60–1,85)

1,65
(1,60–1,80)

2,75
(2,60–2,80)

pIB-IIIB<0,05
pIIB-IIIB<0,05
pIB-IIB>0,05

1,50
(1,40–1,65)

1,50
(1,40–1,60)

2,40
(2,30–2,55)

pIB-IIIB<0,05
pIIB-IIIB<0,05
pIB-IIB>0,05

1,20
(1,10–1,25)

1,20
(1,10–1,30)

2,10
(1,90–2,30)

pIB-IIIB<0,05
pIIB-IIIB<0,05
pIB-IIB>0,05
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(0,90–1,05)

1,00
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0,80
(0,70–0,85)

0,75
(0,70–0,80)

1,20
(1,20–1,35)

pIB-IIIB<0,05
pIIB-IIIB<0,05
pIB-IIB>0,05
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(p)
I

n=32
IIA

n=28
IIIA
n=31

4,20
(4,10–4,20)

4,20
(4,10–4,30)

4,20
(3,90–4,30)

pI -III >0,05
pII -III >0,05
pI -II >0,05

1,75
(1,60–1,90)

1,70
(1,60–1,75)

3,60
(3,45–3,85)

pI -III <0,05
pII -III <0,05
pI -II >0,05

6 2,00
(2,00–2,20)

2,00
(2,00–2,10)
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(3,80–4,40)

pI -III <0,05
pII -III <0,05
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(2,40–2,55)

2,40
(2,40–2,50)
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(4,15–4,50)

pI -III <0,05
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pI -II >0,05

2,60
(2,60–2,75)
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(2,60–2,70)

4,65
(4,50–4,85)

p - <0,05
p - <0,05
p - >0,05

2,20
(2,20–2,35)
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(2,20–2,30)
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(3,50–3,85)

pI -III <0,05
pII -III <0,05
pI -II >0,05

2,00
(2,00–2,15)

2,00
(2,00–2,10)

3,30
(3,10–3,70)

pI -III <0,05
pII -III <0,05
pI -II >0,05

1,90
(1,80–2,00)

1,90
(1,85–2,00)

3,20
(3,10–3,50)

pI -III <0,05
pII -III <0,05
pI -II >0,05

6–

1,7 (1,6–

0–
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(4,50–4,60)
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(3,70–3,90)

pIB-IIIB<0,05
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(2,05–2,10)
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pIB-IIB>0,05
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(1,80–2,10)
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(1,90–2,00)

3,30
(3,20–3,45)

pIB-IIIB<0,05
pIIB-IIIB<0,05
pIB-IIB>0,05
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THE EFFECTIVENESS OF THE METHODS OF POSTOPERATIVE
ANALGESIA FOR OPERATIVE DELIVERY OF PREGNANT WOMEN 

WITH DIABETES

Neden L.Ch., Rimashevsky V.V.

Summary. The article describes characteristics of effective analgesia
postoperative pain in cesarean section in pregnant women with diabetes, depending on 
the method of postoperative analgesia.

Keywords: Cesarean section, postoperative period, postoperative pain, visual
analogue scale, post-operative analgesia, diabetes.
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n % n % n %
7
6
0
1

22,6
19,4

0
3,2

20
13
5
2

30,8**
20,0
7,7
3,1

2
2
0
0

6,5
6,5
0
0

26 83,9* 32 49,2** 29 93,5
2 6,5 12 18,5** 0 0

2 6,5 9 13,8 2 6,5

2 6,5* 15 23,1** 1 3,2
2 6,5 5 7,7 0 0
3 9,7 6 9,2 2 6,5
2 6,5* 15 23,1** 0 0
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3. * —
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THE FEATURES OF THE HISTOLOGICAL STRUCTURE OF PLACENTAS 
FROM PATIENTS WITH DIABETES MELLITUS TYPE 1

Pankratova O. A.1, Rimashevski V.V.2, Kurlovich I.V.1
RSPC "Mother and Child», Minsk, Belarus1

BelMAPGE, Minsk, Belarus2

Summary. The paper gives the results of a histological study of placentas from 
patients with diabetes mellitus type 1 by different methods of insulin therapy: conti-
nuous subcutaneous insulin infusion (CSII) and multiple daily insulin injections 
(MDII). It was demonstrated, that the CSII for pregnant women with diabetes mellitus 
type 1 significantly improves carbohydrate metabolism compensation and metabolism 
processes in the placentas. 
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—

(n=65) (n=26)
19 (29,2%) 10 (38,5%)

3 (4,6%) 2 (7,6%)
2 (3,1%) 1 (3,8%)

12 (18,5%)* 2 (7,6%)
2 (3,1%) 1 (3,8%)
5 (7,7%) 3 (11,5%)

AV- 2 (3,1%) 1 (3,8%)
4 (6,2%) 2 (7,6%)
2 (3,1%) 1 (3,8%)
2 (3,1%) 1 (3,8%)

5 (7,7%) 2 (7,2%)

- 0,05, ** — 0,01.

-

—

(n=65) (n=26)
24 (36,9%)** 4 (15,4%)

22 (33,8%)* 4 (15,4%)
28 (43,1%)* 5 (19,2%)
8 (12,3%)* 0

23 (35,4%)* 4 (15,4%)
5 (7,7%) 1 (3,8%)

35 (53,8%) 14 (53,8%)
16 (24,6%) 10 (38,4%)

25 (38,5%)* 5 (19,2%)
7 (10,8%) 1 (3,8%)

- 0,05, ** — 0,01.
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THE RISK FACTORSOF THE BIRTH TRAUMA OF THE FETUS 

S.A. Pavlukova, V.M. Savickaya, Y. A. Shishko
Belarusian State Medical University, Minsk

Summary:The clinical and statistical estimation of the risk factors are presented 
in the article that lead to the development of the birth trauma of the fetus. Analyzed the 
risk factors, gestational and perinatal outcomes in the development of cephalohaema-
tome.

Keywords: birth trauma, risk factors, cephalohaematome. 
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F1) Thr/Thr(+/+), Thr/Ala(+/-),Ala/Ala(-/-)
F2) G/G(+/+), G/A(+/-)

F5) G/G(+/+), G/A(+/-)
F13) Val/Val (+/+), VaI/Leu (+/-), Leu/Leu (-/-)

(PAI-1)
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G/G(+/+), G/T(+/-), T/T(-/-)

(ACE)
I/I(+/+), I/D(+/-), D/D(-/-)

(MTHFR C677T)
C/C(+/+), C/T(+/-), T/T(-/-)

(MTHFR A1298C)
A/A(+/+), A/C(+/-), C/C(-/-)
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n=107 n=31
5 (4,67%) 1 (3,23%)
6 (5,6%) 1 (3,23%)

8 (7,48%) 9 (29,03%)#
5 (4,67%) 1 (3,23%)
6 (5,6%) –

15 (14,01%) 3 (9,68%)
12 (11,21%) 1 (3,23%)
25 (23,36%)* 2 (6,45%)
11 (10,28%) 2 (6,45%)
8 (7,48%) 1 (3,23%)

1 *—
2 # —

DD

— 20 
—

— —
(14,95%). 

—
— —

—
4 (1,7%) —

— —
9,4 — —

— 18%.
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—
2013–2014
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5 (16,12%)

- 8 (25,0%)# –

7 (21,87%) 2 (6,45%)

3 (9,38%) –

14 (43,75%) 12 (38,71%)
2 (6,25%) 5 (16,12%)
6 (18,75%) 2 (6,45%)
6 (18,75%) –
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2 # —
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INHERITED THROMBOPHILIA IN MISCARRIAGE PREGNANCY.

Savickaya V.M., Akulich N.S., Tereshko E.V.,Pavlyukova S.A., Nidelko A.A.
Belarusian State Medical University

Summary: In this paper revealed the structure of genetic, somatic, obstetric and 
gynecological pathology of hematological changes in women with miscarriage and de-
termined the frequency of different polymorphisms of hemostasis system in patients 
with a history of reproductive losses.

Keywords: hereditary thrombophilia, miscarriage, habitual miscarriage, fibrinoly-
sis coagulopathy, plasminogen, trophoblast.
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UROGENITAL INFECTIONS: THE COURSE AND TREATMENT 
OF PREGNANT WOMEN

Savickaya V.M., Korshikova R.L Pavlukova S.A., Akulich N.S. 
Department of Obstetrics and Gynecology, BSMU, Minsk

Summary. The frequency of genital infections in pregnant women was analyzed 
in the article, especially pregnancy and birth outcome in this group of patients. It was 
confirmed the role of infectious factors in severity of manifestations of placental insuf-
ficiency. The comparative estimation of antibiotic therapy was analysed. 

Keywords: reproductive tract infections, sexually transmitted infections (STIs), 
extragenital pathology, gestation, ureaplasmosis, Candida.
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DURING PREGNANCY AND DELIVERY IN WOMEN WITH
A UTERINE SCAR

Savickaya V. M., Pavlyukova S.A., Novik M.N. 
Chair of obstetrics and Gynecology of the Belarusian State Medical University, Minsk

Summary: the article contains the results of analysis of pregnancy and delivery in 
women with uterine scar and an assessment of the thickness of the scar uterus after a 
caesarean section. Advantages and disadvantages of the methods of diagnosing the 
condition of the scar on the uterus. 

Keywords: scar, uterus, weight, pregnancy, childbirth.
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n=85 n=40
% %

7 8,6 3 6,7

36 42,9* 7 16,7
- 54 62,9* – –

39 45,7* – –

17 20* 3 6,7

* —

- —

-
—

—

-

.

—
(141 — — 100 (90 —

—

— 75%))
n=85 , n=40

4,08 (3,8 — 4,27)* 3,76 (3,4 — 4,1)
135 (124 — 148)* 112 (107 — 125)
39 (35,8 — 42,2)* 35 (31 — 36)
279 (203 — 312)* 211 (189 — 233)
10,1 (8,3 — 12,1) 9,5 (7,9 — 11,4)

31 (25 — 42)* 22 (20 — 35)
* —

n —
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n=85 ,n=40
12,2 (11,9 — 12,8)* 13,2 (10,4 — 14,4)
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5,5 (5,0 — 6,2) 6,1 (5,0 — 6,6)

131(117 — 140)* 89 (76,4 — 109,2)
26,6 (25,8 — 30,3) 26,0 (24,0 — 29,0)
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* —
n —

—

–75%))
n=85 , n=40

66 (58–69)* 60 (54,5–64)
30 (20–43)* 19 (12–25)
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4,8 (4,1–5,2)* 3,7 (3,68–3,74)
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THE COURSE OF PREGNANCY IN THE DEVELOPMENT OF LATE 
PREECLAMPSIA

Semenchuk V.L., Vaschilina T.P.
Republican Scientific Practical Centre «Mother and Child», Minsk, Belarus

Summery. Preeclampsia is one of the most common types of heavy and obstetric 
pathology. The aim of this study was to analyze the characteristics of the course of 
pregnancy in women with late severe preeclampsia. We examined 85 women with late 
severe preeclampsia and 40 women in the control group. All women held full clinical 
and laboratory examination. It was established that develops severe preeclampsia often 
amid cardiovascular system and endocrine pathology. If eclampsia develops severe im-
balance in the hemostatic system, manifested changes in the blood count, coagulation, 
as well as biochemical analysis of blood.

Keywords: preeclampsia, hemostasis, homeostasis, pathology, pregnancy.
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III 2 (13,3%) 12 (75%)* 2 (66,7%)
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PREGNANCY IN WOMEN UNDERGOING INTRAUTERINE CORRECTION 
ANTENATAL PATHOLOGY OF FETUS

Semenchuk V.L., Bialuha M.V., Vaschilina T.P.
Republican Scientific Practical Centre «Mother and Child», Minsk, Belarus.

Summery Currently, increasingly used and endoscopic intervention on the fruit, is 
the establishment of fetal surgery as a separate section in the clinical treatment of the 
fruit. The aim of this study was to evaluate the outcomes of pregnancy in women un-
dergoing antenatal intrauterine correction of fetal pathology (with the MLP, the syn-
drome of feto-fetal transfusion during monochorionic twins, when polyhydramnios). 
The study involved 34 pregnant women who were identified complications of gestation, 
fetal requiring correction using high-tech methods. It was found that timely diagnosis 
and conduct adequate correction of fetal pathology at FFTS and SBP increases the ges-
tation periods of pregnancy

Keywords: fetus, pregnancy, hemolytic disease, syndrome feto-fetal transfusion, 
polyhydramnios.
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SONOELASTOGRAPHY: NEW OPPORTUNITIES IN OBSTETRICS
(LITERATURE REVIEW)

Sushkova O.S., Kurlovich I.V.
Republican Scientific Practical Centre "Mother and Child"

Minsk, Belarus

Summary. The review presents an analysis of the literature dedicated to ultra-
sound sonoelastography. The usage of this method allows us to estimate cervix tissue 
elastic properties. This method is promising in obstetric practice for the diagnosis of 
cervical incompetence and premature delivery.

Key words: ultrasound sonoelastography, cervix, pregnancy.
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CHANGES IN THE LEVEL OF ANXIETY IN PATIENTS ON A SCALE
SHEEHAN DEPENDING ON POSTOPERATIVE ANALGESIA CESAREAN

Khodzhaev A.V., Neden L.Ch.

Summary. The article describes the characteristics of the psychological status of 
women, cesarean delivery. We describe the changes in the level of anxiety on a scale 
Sheehan in the postpartum period, depending on the postoperative analgesia.

Keywords: psychological status, anxiety, depression, post-operative analgesia.
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FORMATION OF A CONTINGENT OF CHILDREN’S POPULATION AT 
DISPENSARY OBSERVATION IN THE REPUBLIC OF BELARUS

T.N. Glinskaya 1, M.V. Schaveleva2

1Republican Scientific and Practical Center for Transfusiology and Medical Biotech-
nologies, 2Belarusian Medical Academy of Post-Graduate Education, Minsk, Republic 

of Belarus

Summary. The analysis of morbidity in dynamics of children’s population being 
at dispensary observation demonstrated that within 2009–2014, respiratory, digestive 
diseases and congenital anomalies remained to be the most significant causes from 
medical and social point of view. For the first two causes, there is a tendency to de-
creased morbidity rate among children’s population being at dispensary observation.

As for congenital anomalies, the dynamics is unfavorable (25, 8% increase is ob-
served). 

Key words: morbidity, dispensary observation, children’s population.
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CONTENTS BASIC CONTROLS OSTEOGENESIS IN PRETERM INFANTS 
WITH IMPAIRED FORMATION OF THE HIP JOINT

T.V. Gnedko, S.A. Beresten, Y.V. Rozhko, N.G. Kapoor, S.M. Mezyaev
National Scientific and Practical Centre «Mother and Child»", Minsk , Republic 

of Belarus

Summary. A content analysis of key regulators of bone formation in the blood se-
rum of premature infants (ionized calcium, calcium-stimulating hormone (parathyroid 
hormone), calcitonin and markers of bone formation (alkaline phosphatase and osteo-
calcin)). It was found that preterm children with the formation of the hip joint concen-
tration of ionized calcium and alkaline phosphatase was determined below the reference 
values, combined with lower osteocalcin and elevated levels of parathyroid hormone 
and calcitonin. A strong direct (r = 0.82) correlation between the content of ionized cal-
cium and osteocalcin, as well as between calcitonin and alkaline phosphatase (r = 0,83).

-

-
-



219
 

1-
6-

—

—

—

—

HDI — 4000, Philips»
2–

SaO2) Mindray -9000; 

Aplio Artida, Toshiba Medical Systems Corporation
- -

Pentra -60, 

Hitachi- -
- pH

2

2 SaO2), 
ABL 835 (Radiometer .



220
 

Statistika 6» («StatSoft

— SD —

Me

—
— —

—
—

-

—

—
—

-

—

-
2–

4–
—



221
 

— — —

—

-

(7– 8– 0 (I)
II —

- Rh-
— Rh+).

5–
5–

(2,5–

2–
7–7,7) 

5–
3– ,0–

-

—
—

0– 0–

(65,0–



222
 

0–
2– 0–

- -

2-

-

3– 1–

—

SD
5– 10–

12 5,64±1,30 5,33±0,85 4,62±1,01
172,14±24,55 160,71±22,73 140,38±27,45 4–2<0,05
50,94±8,09 46,06±6,76 39,66±8,25 4–2<0,05

9 17,81±7,82 12,63±4,16 12,43±2,45

(%)
9

8,00±5,59
1,78±1,73

4,57±3,74
0,57±0,48

3,13±2,23
0,42±0,37

(%)
9

37,67±13,59
7,32±3,02

49,86±16,45
6,41±3,39

21,25±5,95
2,64±0,88

4–2<0,05
4–2<0,01

(%)
9

41,83±18,57
7,35±2,34

32,71±16,20
4,19±3,10

59,13±8,810
7,28±1,35

9
6,17±4,79
1,46±1,63

7,00±6,22
0,86±0,73

10,3842,97
1,26±0,28

9
4,1721,94
0,81±0,58

5,86±4,81
0,60±0,26

6,38±5,73
0,84±0,85

9 262,29±90,67 255,43±175,24 437,71±128,56 4–2<0,05
0) 10,00±8,49 4,00 11,50±0,71

( 3) 96,15±11,89 87,14±7,99 85,70±5,92
( ) 31,75±3,17 29,96±2,69 30,94±2,88



223
 

T), 
-

4–

—
SD

5–

52,38±6,21 53,00±4,36 54,75±9,84
3,36±1,44 4,25±0,21 3,70±0,28

88,66±51,46 104,17±42,67 182,38±95,27 4–2<0,05
4–3<0,05

3,45±0,90 3,10±0,17 3,28±2,79
56,00±3,613 62,00±30,81 40,00±14,80
10,33±4,93 13,00±9,542 13,33±8,08
31,00±6,56 40,67±10,69 24,00±4,361

818,67±101,67 1195,0±48,08 670,50±106,77
4,53±0,35 4,68±0,43 4,27±0,64

136,67±11,37 137,50±2,08 142,00±1,00
1,16±0,13 1,16±0,12 1,14±0,11

- 1,10±0,14 0,35±0,35 –

— 3–

(1,77–
2– 5–162,80) 

3– — 5– 4–

1– 0–205,53) 
6-

3–193,60
1– 8–

0–118,70) 

0–

—

5–



224
 

0–12,0) 

—

—

2-

-
-

1-
6-

NEONATAL HEALTH OF INFANTS BORN AFTER INTRAUTERINE 
TRANSFUSION

T.V. Gnedko, I.V. Kurlovich, M.V. Beluga, S.A. Beresten
National Scientific and Practical Centre «Mother and Child»", Minsk , 

Republic of Belarus

Summary. Perinatal risk factors for hemolytic disease due to isoimmunization, 
in infants born after intrauterine transfusion was a history of maternal reproductive 
losses in a developing pregnancy, spontaneous and induced abortion, threatened abor-
tion. Most babies born from a third or more pregnancy, second delivery by planned 
abdominal delivery. The main disease in children born after intrauterine transfusion
was hemolytic disease of the newborn for the Rh factor, anemic, icteric form of mod-
erate severity. The level of bilirubin in the blood serum of the examined children was 
significantly increased from the first days of life up to a maximum concentration of 4
days of life with a consequent reduction in the background of the treatment with the 6 
th day of life.
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EVALUATION OF THE HIP JOINT IN PRETERM INFANTS

T.V. Gnedko, E.A. Ulezko, S.A. Beresten, I.I. Dubrovskaya 
National Scientific and Practical Centre «Mother and Child», Minsk , 

Republic of Belarus

Summary. The comparative characteristic angles of the hip joints, are designed 
centile tables for babies in violation of the formation of the hip joint, depending on the 
gestational and post-conceptual age. It was found that the most informative for a period 
of ultrasound examination of the hip joints in newborns is appropriate postconceptional 
age 36 weeks or gestational age of 35 weeks.
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THE PRODUCTION AND USE OF NEW, SAFE BLOOD COMPONENTS 
FOR NEWBORNS

B.M. Goldinberg, O.V. Klimovich
The city Transfusiological center of health institution "The 6th city clinical hospital", 

Minsk, the Republic of Belarus

Summary. New blood components are described which minimize the risk of im-
mune and infectious posttransfusion complications. New methodological and technolo-
gical developments in the production of blood components are offered to provide trans-
fusions for newborns. The analysis of the application of new blood components has 
been carried out for newborns in Minsk clinical institutions in 2014 et 2015.

Key words: newborns, erythrocyte-containing environment, fresh frozen plasma, 
filtration, pathogen reduction.
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ADAPTIVE REACTIONS IN CHILDREN WITH LATENT TUBERCULOSIS

Gorbach L.A.
State Institution «Republican Scientific and Practical Centre «Mother and Child»

Minsk, Belarus

Summary. The objective of this study was to research of ratio lympho-
cyte/segmentonuclear neutrophil and sensitivity to tuberculin and in 75 children at the 
age of 2–17 years with latent tuberculosis which lived in Gomel region and Mogilev 
region. The children with latent tuberculosis at the age of 9–17 years have papules 10–
14 mm (65,6 %) and more 15 mm (25 %). The children at the age of 2–8 years have the 
more smaller papules — 5–9 mm (41,9 %) and 10–14 mm (46,5 %). We have identified 
differences in ratio lymphocyte/segmentonuclear neutrophil in children at the age of 
2–8 years and at the age of 9–17 years. Children at the age of 2–8 years had a higher
ratio lymphocyte/segmentonuclear neutrophil.

Key words: tuberculosis, ratio lymphocyte/neutrophil, children.
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A METHOD OF DIAGNOSING THE PRESENCE OF CONCOMITANT 
EXTRAGENITAL LATENT CHLAMYDIA, HERPES 

AND SNREPTOCOCCAL INFECTIONS IN ADOLESCENT GERLS

Zubovskaya E.T., Devyaltovskaya M.G ., Mitroshenko I.V., Vilchuk V.K., 
Bobovich A.A., Guschinskaya M.G.

GU "Republican Scientific and Practical Centre" Mother and Child "
Minsk, Belarus

Summary. The authors studied the link aggregation of platelets and the presence 
of concomitant extragenital latent chlamydia, herpes and streptococcal infection in ado-
lescent girls with somatoform dysfunction of the autonomic nervous system. The regu-
larity of changes in indicators agregatogramm and results of studies of blood serum for 
the presence of chlamydia, herpes and streptococcal infection in adolescent girls with 
somatoform dysfunction of the autonomic nervous system. The results of the research 
received a patent for the invention.

Key words: adolescent girls, infection, platelet aggregation.
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STATUS OF LIVER FUNCTION IN PREMATURE INFANTS
WITH NEONATAL JAUNDICE CAUSED BY CHOLESTASIS

Kapura N.G., Gnedko T.V., Beresten S.A.
Republican Scientific and Practical Centre “Mother and Child”, Minsk, Belarus

Summary: The complex biochemical blood parameters in premature infants with 
pathologic jaundice caused by cholestasis. The biochemical cholestasis syndrome, ac-
companied by increased levels of direct bilirubin more than 5 times higher than the 
norm, along with an increase in liver enzymes and decreased protein-synthetic function 
of the liver should be considered as an indication of hepato-biliary disorders of the liver 
and to refer to the risk of developing liver failure.

Key words: premature, neonatal jaundice, biochemical parameters, neonatal chole-
stasis.
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INCORRECT POSTURE IN CHILDREN

Kryshtafovich ., Devyaltovskaya .
Republican Scientific and Practical Center «Mother and child», Minsk

Summary: The presented results of a literature review highlight the need for de-
velopment and implementation of the diagnosis software and treatment of disorders of 
posture using of computer stabilometry method with the aim of decrease morbidity and 
disability in children.

Keywords: posture, disorders, diagnosis, treatment.
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CONSIDERATIONS FOR INTRODUCTION OF SIMULATION TRAINING IN 
THE TEACHING PRACTICE IN NEONATOLOGY

Prilutskaya V.L., Sapotnitski A.V., Haraychka A.N., Butygina V.L., Uvarova E.V.
Belorussian State Medical University, Minsk, Belarus

Summary. A survey of fifth and sixth courses students of pediatric faculty 
regarding the training sessions on neonatology. Implementation of simulation training 
at the moulages believe it is important to improve the learning process, most of the 
respondents. Developing of a simulation training in neonatology is the most important 
lessons to optimize the quality of neonatology workshops.

Key words: neonatology, workshops, surveys, simulation training.
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— n

SD SD

0,9 (0,65–1,0) 1,2 (1,0–1,4) 0,0001
I 3,7 (2,9–4,0) 5,1 (4,3–5,8) 0,0001

Vpk 0,99 (0,86–1,2) 1,25 (1,1–1,4) 0,0015
MD 20 (17–24) 25 (22–28) 0,003
SV 6,5 (5,2–8,4) 8,1 (6,5–9,4) 0,001
SVI 27,5 (22,0–34,0) 33 (29,0–38,0) 0,0007
SVR 5313,0 (3968,0–6138,0) 4380,0 (3804,0–5336,0) 0,190
SVRI 1152,0 (1000,0–1413,0) 1061,0 (937,5–1203,0) 0,190
DO2 206,7 (164,2–258,2) 257,3 (197,8–282,2) 0,0085
DO2I 895,8 (687,4–1019,07) 1013,04 (841,5–1181,9) 0,0085
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HE EFFECT OF HYPERBARIC OXYGEN THERAPY ON CARDIAC
CONTRACTILITY IN INFANTS WITH HYPOXIC- ISCHEMIC

ENCEPHALOPATHY

Simchenko A.V., DevyaltovskayaM.G.
Republic Scientific and Practical Centre “Mother and Child”

Summary. Hyperbaric oxygenation held 37 infants with a diagnosis of «neonatal 
hypoxic-ischemic cerebral injury». Infants, received hyperbaric oxygenation showed a 
significant increase of central hemodynamics and tissue oxygenation. A significant im-
provement in myocardial contractility , which results in an increase in cardiac output, 
the maximum blood flow velocity, min distance, increasing emissions.
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1.
–111. 

2. —
—

3. Headache Classification Committee of the International Headache Society. The Interna-
tional Classification of Headache. Disorders, 2nd edn.// Cephalalgia.— 2004.- —

.1–159.

THE METHOD OF DATA COLLECTION AND DIAGNOSIS
OF TENSION-TYPE HEADACHE IN CHILDREN

Smychek V.B., Filipovich E.K.
Republican Sientific and Practical enter of medical examination and rehabilitation, 

Minsk;
Belarussian Medical Academy of Post-Graduate Education, Minsk

SSummary: This work is dedicated to the refinement of diagnostic and clinical fea-
tures of the tension — n-
tributing to the formation of this pathology. The result of the study is the introduction 
of additional diagnostic units and creation of algorithm T H diagnosis in children in 
order to to determine the phasing of the program for therapeutic and rehabilitative 
measures.

Keywords: tension— type headache, diagnostics, criteria. 
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Summary. The study included 38 obesed adolescents aged 10 to 17 years. IFG 
was diagnosed in 73%, impaired glucose tolerance — in 26,7% of participants, DM was 
not registered. The average fasting glucose 5,2 ± 0,79 mmol/l, mean fasting insulin 
concentration 38,06±11,19 mIU/ml. The area under the glycemic curve in obese child-
ren was significantly associated with body mass index of both mothers and fathers. In 
children with the metabolic syndrome has been a violation of the sensitivity of tissues 
to insulin mainly due to the second phase, dependent on the parent program.

Keywords: insulin resistance, diabetes, metabolic syndrome.
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CLINICO-ANAMNESTIC PREDICTORS OF TREATMENT-RESISTANT 
EPILEPSY FORMATION IN CHILDREN

Shalkevich L.V., Kudlatch A.I.
Belarusian Medical Academy of Post-Graduate Education, Minsk, Belarus.

Summary. This article discusses some of the clinical and medical history charac-
teristics of the epilepsy course in childhood, which may have some influence on the 
formation of pharmacoresistancy. It was found that the statistically significant criteria 
for the development of treatment-resistant epilepsy in children are idiopathic nature of 
the disease (p <0,05), the development of the first attack before the age of 6 months (p 
<0,01) and re-attack in less than a day after the first one (p <0.01), the presence in the 
structure combination of various types of disease episodes (p <0.01) or transformation 
of one species into the other attacks (p <0.01), a history of stimulation during the pa-
tient's birth (p <0.05) appointment anxiolytics as an initial therapy of attacks (p <0,01). 
The development of the first attack after the age of 5 years and the gap between the first 
and second attack more than four months evidence in favor of a greater likelihood of 
favorable response to the ongoing anti-epileptic therapy (p <0,05).

Keywords: epilepsy, drug-resistance, children.
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PRENATAL DIAGNOSIS OF TRISOMY 9 IN CELLS ASPIRATE 
CHORIONIC VILLI

Golovataya E.I.
Republican Scientific Practical Centre «Mother and Child», Minsk, Belarus

Summary. We report about 5 cases of prenatal diagnostics of mosaic trisomy 9 in 
the first trimester of pregnancy. We use two methods: short— and long-term culture of 
chorionic villi. Pregnancies in all cases were interrupted, additional cytogenetic analys-
es were done in two cases combined chromosomal aberrations (trisomy 9 and 21), tri-
somy 9 was not confirmed. In the absence of defects on ultrasound to confirm trisomy 9 
in the fetus should be additional cytogenetic studies.

Key words: fetus, trisomy, chorionic villus sampling, mosaicism.
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PRENATAL DIAGNOSIS OF TRISOMY 2 MOSAIC IN THE FIRST 
TRIMESTER OF PREGNANCY

Golovataya E.I.
Republican Scientific Practical Centre «Mother and Child», Minsk, Belarus

Summary. We report about 5 cases of prenatal diagnostics of mosaic trisomy 2 in 
the first trimester of pregnancy. We use two methods: short— and long-term culture of 
chorionic villi. Cells with trisomy found only in the mesenchymal stroma of the villi. 
Additional cytogenetic analyses were done in two cases, trisomy 2 was not confirmed. 
Trisomy 2 revealed in the first trimester of pregnancy, is likely to be a manifestation of 
placental mosaicism.

Key words: fetus, trisomy, chorionic villus sampling, mosaicism.
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DIAGNOSIS OF UNBALANCED KARYOTYPE IN THE FETUS AS 
A RESULT OF SEGREGATION 3:1 WITH MONOSOMY IN THE MATERNAL 

CARRIER OF RECIPROCAL TRANSLOCATION

Gromyko O.A., Golovataya E.I., Egorova T.M., Shepelevich E.V.
Republican Scientific Practical Centre «Mother and Child», Minsk, Belarus

Summary. We presented a case of prenatal diagnosis unbalanced karyotype 
45,XY,der(5)t(5;22)(p15.3;q11.2)mat,-22 in the II trimester of pregnancy. Ultrasound 
examinations, the results of different cytogenetic methods (standard karyotyping, FISH) 
were presented. Fetal syndrome Di George was diagnosed.

Key words: segregation, reciprocal translocation, DiGeorge syndrome, prenatal 
diagno.
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HOLOPROSENCEPHALY: DIAGNOSTICS, GENETIC COUNSELING

Zobikova O.L., Pribushenya O.V.
Republican Scientific Practical Centre «Moter and Child», Minsk,Belarus

Summary. Holoprosencephaly is the most common developmental disorder of the 
human forebrain and involves incomplete or failed separation of the cerebral hemis-
pheres. The epidemiology, clinical features, diagnostic approach, management, and 
outcomes of HPE are discussed. Chromosomal abnormalities account for the most 
commonly identified cause of HPE. However, there are often unidentifiable causes in 
patients with nonsyndromic, nonchromosomal forms of HPE. Further research will en-
able us to better understand the pathogenesis and causes of HPE, and thus to improve 
the genetic counseling of patients and their families.

Keywords: holoprosencephaly, genetic counseling.
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MALFORMATIONS OF THE CEREBELLUM:
POPULATION, CLINICAL AND GENEALOGICAL ASPECTS

Ilyina H.G., Ershova-Pavlova A.A., Karpenko G.A., Rinkevich E.P.,
Khmel R.D., Naumchik I.N.

Republican Scientific Practical Centre «Mother and Child», Minsk, Belarus

Summary. Database Byelorussian register of congenital malformations deter-
mined the population frequency of malformations of the cerebellum in live births, still-
births and fetuses, aborted for genetic reasons. According to the Register of multiple 
congenital malformations and ongoing observations of clinical and genealogical analy-
sis of the survey results 199 patients with malformations of the cerebellum and mem-
bers of their families. 

Keywords: malformations of the cerebellum, congenital malformation, proband, 
syndrome, population frequency, clinical-genealogical analysis.
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THERAPEUTIC STRATEGIES FOR SPINAL MUSCULAR ATROPHY WITH 
ANTISENSE OLIGONUCLEOTIDES

Sokolnik V.P.
The Republican Scientific and Practical Centre «Mother and Child», 

Minsk, Belarus

Summary. Proximal spinal muscular atrophy (SMA) is an autosomal recessive 
neuromuscular disorder, caused by disruption of the survival motor neuron gene 1 
(SMN1), leading to insufficient expression of the functional full-length SMN protein. 
In this report we summarize recent advances in research leading to molecular treatment 
of SMA.

Key words: spinal muscular atrophy, SMN, antisense oligonucleotides.
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SELECTIVE REDUCTION IN THE SECOND TRIMESTER 
OF THE FETUS WITH TRISOMY 21 IN TWIN PREGNANCY AFTER IVF

Pribushenya O.V., Semenchuk V.L., Plevako T.A., Khurs O.M., Boysha A.S.
Belorussian State Scientific Practical Center «Mother and child»

Summary. We present the clinical and cytogenetic finding of prenatally diag-
nosed trisomy 21 in twin pregnancy after IVF. The tactics of genetic consultation and 
pregnancy management is discussed. The selective reduction of the fetus with chromo-
somal disorder is performed in the second trimester by laser coagulation umbilical cord. 
The pregnancy is terminated in term, the healthy girl was born.

Key words: multifetal pregnancy, twin, Down's syndrome, selective reduction, 
genetic counseling. 
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INVASIVE PRENATAL PROCEDURES IN MULTIPLE PREGNANCIES

Pribushenya O.V.¹, Mogeyko L.F.²
¹Belorusian State Scientific Practical Center «Mother and child»

² Belorusian State Medical University

This article presents own results of invasive prenatal procedures (amniocentesis, 
chorionic villus sampling) for prenatal diagnosis in multiple pregnancies. We describe 
pregnancy outcome, early and late complications related to the procedure and chorio-
nicity, pregnancy loss, gestation age at delivery, birth weight and perinatal mortality 
after all type invasive prenatal procedures.

Key words: amniocentesis, chorionic villus sampling, pregnancy loss, preterm de-
livery, multiple pregnancies. 
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