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Method of Improving the Training Treatment
Program in Polycystic Ovary Syndrome
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Abstract In the recent past, the term “polycystic ovary syndrome” (PCOS) was understood as a pathological condition of
the reproductive system, characterized by a certain change in the structure and function of the ovaries, which is based on a
violation of the hypothalamic regulation of the secretion of gonadotropic hormones. Polycystic ovary syndrome is one of the
main causes of infertility and is a modern of obstetrics and gynecology current from problems It is considered. In treatment
pathogenetic approach we this in the article illuminating we gave. This on purpose wide comprehensive literature comment
transferred and hormonal and metabolic status correction through to treat this pathology directed research quoted.
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1. Introduction

Currently, the main cause of the development of polycystic
ovary syndrome (PCOS) is unknown, so therapeutic approaches
are symptomatic. The number of potentially effective drugs
proposed is sufficient Our knowledge of the true causes of
PCOS is as limited as it is extensive. The success of any
form of PCOS therapy depends on the treatment used, and
sometimes on the characteristics of the population in which
the therapy is administered [7,12].

The goal of PCOS therapy: Reducing the level of circulating
androgens and reducing the clinical manifestations of
hyperandrogenism (HA); improving reproductive function
and fertility; reducing body weight in the presence of obesity;
eliminating complications associated with PCOS and
hyperinsulinemic insulin resistance (IR), such as glucose
intolerance, dyslipidemia, arterial hypertension, atherosclerosis,
and, most importantly, IUGR [3,12].

First Goal: to reduce circulating androgen levels and reduce
the clinical manifestations of HA. In PCOS, HA is caused by
hyperinsulinemic IR, so reducing circulating insulin leads
to a reduction in the clinical manifestations of HA [11]. To
achieve this goal, drugs are used that are directed at:

1) reducing the production of androgens (combined oral
contraceptives containing dropirenon, cyproterone acetate;
gonadotropin - releasing hormone agonists including
drugs such as triptorelin, goserelin, buserelin, leuprorelin;
ketoconazole),
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2) peripheral blockade of the effect of androgens
(cyproterone Acetate and spironolactone; flutamide,
finasteride - directly antiandrogens, not licensed for
use by women) [1,8,10].

Second goal: reproduction v function and improve
fertility.

Hyperinsulinemia affects the IR at many levels - the
pituitary gland, ovaries, peripheral metabolism of androgens
- and causes chronic anovulation and infertility in women
with PCOS. Pharmacological treatment aimed at improving
insulin sensitivity helps to reduce its level and leads to
spontaneous ovulation or improves standard ovulation induction
schemes. To achieve this goal, antiandrogent estrogen -
progestin drugs are used for women with a normal body mass
index and without GI. For patients with excess body weight
and GlI, - Insulin sensitizers are used in conjunction with
weight management measures [4].

Biochemical evaluation before and after treatment showed
positive changes.

Hormone levels in blood samples taken during the follicular
phase, before and after treatment with Flutamide and at 6
months of treatment are shown. Significant decreases were
observed in LH, androstenedione, testosterone and free
testosterone levels, as well as in the LH/FSH ratio (P < 0.01).
The patterns of LH and FSH levels over several days of
the menstrual cycle before and after treatment for 6 months
are shown. Before flutamide infusion, basal LH levels were
high and without peaks, with a mean value of 14.2+2.3
mlU/ml for all cycles. The mean LH/FSH ratio was 2.8+0.3.
During therapy, a decrease in basal LH levels and the
LH/FSH ratio was noted.
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Figure 1. Algorithm of the preparatory stage for the main group before the EK program
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Figure 2. Changes in the level of LG during the menstrual cycle
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Figure 3. Changes in FSG levels during the menstrual cycle
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Figure 4. Changes in estradiol levels during the menstrual cycle

Our study shows that the inclusion of Flutamide in the
treatment of PCOS with hyperandrogenism improves hormonal
parameters, restores the ovulatory cycle, effectively reduces
the level of androgens in the blood, and also reduces hirsutism
and It treats acne. The results show that, in addition to
blocking androgen receptors, Flutamide significantly reduces
plasma androgen levels by inhibiting the atretic effects of
LH on theca and granulosa cells.

2. Conclusions

1. As a result of the treatment during the preparatory
phase, women in the main group tended to have a
higher number of oocytes retrieved (15.0 vs. 13.0;
P <0.001) and a higher number of fertilizations (12.0
vs. 10.0; P <0.001), as well as a higher number of
embryos transferred (2.2 vs. 2.4; P <0.001).

2. A higher IVF rate (80.5% vs. 75.3%; P = 0.003) and
a higher number of cycles with quality embryos
(97.6% vs. 95.0%; P = 0.002) were observed. Embryo
type (cleavage stage embryo, or blastocyst) was
not significantly different in both groups (R =0.430).
The frequency of implantation, the frequency of
clinical pregnancy, and the frequency of childbirth
were significantly higher in the main group than in the
control group (respectively, 49.3% vs. 38.1%, 70.9%
vs. 59.8%, and 58.3% vs. 52.1%; R < 0.001).

3. The developed improved program, unlike traditional
measures that are long and phased, ensures the
restoration of social and physical activity, increases
the effectiveness of treatment and rehabilitation by
14%, and socio-economic efficiency by 65%.
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