
Cronicon
O P E N  A C C E S S EC GYNAECOLOGYEC GYNAECOLOGY

Guest Editorial

Introduction

Uterine fibroids (MM) is one of the most common gynecological diseases of non-inflammatory origin [15,22]. At the same time, the 
significance of the inflammatory process in the formation and growth of myomatous nodes (MU) is currently being actively studied [21]. 
However, it is obviously secondary.

The frequency of occurrence of MM according to different authors varies in a very wide range. L.V. Adamyan., et al. [1] find that it is 
diagnosed in 30 to 35% of women of reproductive age. A.E. Karmon., et al. [17] believe that MM occurs in 70% of women. Considering that 
at the end of the last - beginning of this century, MM was found in 10 - 20% of women aged 30 years and older [3,4] and the continuing 
increase in the incidence of this pathology in young women, it seems that 35 - 40% more or less corresponds to the real situation.

Recently, it is considered proven that MM has a monoclonal character, i.e. grows from one mutated cell or one clone of cells, which is 
typical for tumors [12]. And, although not all authors agree with this point of view, even a term has appeared to refer to this process  clonal 
expansion [9,12]. This, however, does not simplify our understanding of the pathogenesis of the disease. Recent studies have shown that 
myoma cells can arise as a result of re-peated mutations of various types, i.e. the concept of MM is not homogeneous. And its various types 
(kinds) can develop in different ways [20].

The cytological characteristics of the myoma cells themselves are also very diverse, and sometimes even contradictory. The main 
structural elements of the myomatous node (MU) are mature smooth muscle cells without signs of atypia [9]. Some MM cells, in contrast 
to mature myometrial cells, exhibit stem cell characteristics [25]. One type of MM with bizarre nuclei is a rare tumor with histological 
features that can mimic atypical mitoses, often leading to con-fusion with leiomyosarcoma [14]. Some authors observe an increase in the 
expression of both estrogen and progesterone receptors in myomatous nodes with a decrease in the expression of vitamin D receptors 
[11]. Other researchers find, on the contrary, their decline [5].

Of the more or less generally accepted risk factors for the development of MM, the most reliable are the Negroid race, early menarche, 
hereditary pre-disposition and no history of childbirth [1,10,20,24].
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The relationship between MM and adenomyosis (AM) is interesting. Some authors believe that AM and MM arise independently of 
each other [18]. Others find that MM is much more common in AM patients than in the general population [24]. The possibility of such 
a scenario is indirectly indicated by the fact that the appearance and growth of endometrial glands and stroma in the myometrial tissue 
is accompanied by hypertrophy and hyperplasia of myocytes around heterotopic foci [16]. Others, including us, on the contrary, tend to 
consider the presence of MM as a risk factor for the development of AM [7,19,23].

It seems that there is no unequivocal answer to the question: what is uterine fibroids? - does not currently exist. Yes, according to 
N. Chabbert., et al. [13] MM can be a consequence of genetic disorders, and hormonal origin, and arise as a result of any intrauterine 
disorders. In other words, it is likely that under the term uterine fibroids we combine pathological processes similar in substrate and 
clinical manifestations, but different in origin and, at least, in the initial stages of pathogenesis [6].

Regarding the assessment of the significance of hyperestrogenism in the pathogenesis of MM, everything is not so simple. On the one 
hand, it seems obvious. And I would like to associate rejuvenation and an increase in the frequency of MM in modern women with it. 
Since the change in reproductive behavior with the delay of the first birth leads to a sharp increase in menstrual cycles (MC) in the lives of 
modern women. According to V.E. Radzinsky and A.M. Fuchs [8] the average number of MCs during the reproductive period of a woman’s 
life has increased from 60 at the beginning of the 20th century to 400 at the beginning of the 21st. This inevitably leads to an increase in 
periods of relative hyperestrogenism. On the other hand, it is considered proven that in approximately 2/3 of patients the development of 
the tumor takes place against the background of hormonal ratios corresponding to the normal menstrual cycle [4].

There is strong evidence that estradiol, both systemically and locally, is involved in the increase in MU. Data on participation in the 
accumulation of progesterone in the nodes of cell mass are more controversial. Depending on the experimental conditions, progestins can 
either stimulate or inhibit cell proliferation in vitro. However, there is increasing evidence that MU cell proliferation is controlled jointly 
by estradiol and progesterone [13]. Indirect confirmation of the significance of the participation of progesterone in the pathogenesis of 
MM can be considered the effectiveness of the drug of the group of selective modulators of progesterone receptors ulipristal acetate in the 
treatment of patients with this pathology [2].
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