HYDATIDIFORM MOLE: DIAGNOSTICS AND PROGNOSIS
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Abstract. Hydatidiform mole (HM) belongs to a group of diseases united by the
term "trophoblastic disease" and developing from trophoblast tissue. It was first
described by Hippocrates in 400 BC as "dropsy of the uterus". In North America
and Europe, the total incidence of HM is 66-121 cases per 100,000 pregnancies [1,
2]. HM is characterized by a benign course and is classified as complete (CPM)
and partial (PPM). Malignant trophoblastic disease is called gestational
trophoblastic neoplasia (trophoblastic tumor), according to its histological structure
it is divided into invasive HM, choriocarcinoma, placental bed trophoblastic tumor,

and epithelioid trophoblastic tumor [1].
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AoctpakTubliid. [Ty3bipablii 3anoc (I13) oTHOCHUTCS K Tpymne 3a00JeBaHuUIA,
00BEIMHEHHBIX TEPMUHOM «TpodobracTruueckasi 60JIE3Hb» U PA3BUBAIOIIUXCS U3
TKaHu Tpododaacta. BriepBbie oHa Obl1a onvcana ['unmokpatom B 400 rony 1o
HaIei 3pbl Kak «BoAsiHKa MaTkn». B CeBepHoit Amepuke u EBporie oOmas
3aboneBaemocTh 13 coctaBnsier 66-121 ciyuait na 100 000 6epemennocreii [1, 2].
13 xapakrepusyercs 100pOKaYECTBEHHBIM TEUEHUEM U KIIaCCUPUIUPYETCS Ha
nosnyto (CPM) u wactuunyto (PPM). 3nokauectBennoe Tpodobiactruueckoe
3a00sieBaHUE HA3bIBAETCA MECTAIMOHHON TpodoOiacTuueckoil Heorazuen
(TpodhobIacTUYECKOM OIMYXOJIBIO), TIO TUCTOJIOTHIECKOMY CTPOCHHIO
noJipasfieisieTcs: Ha MHBasuBHYIO 13, XoprokapimHomy, TpoPoOIacTUIECKY IO

OITYXOJIb IJIAIEHTAPHOIO JIOKAa U AMUTEIHOUTHYIO TPO(DHOOIACTHUECKYIO OITyX0Jb
[1].

KiroueBble cjioBa: sI3p1YK0Basi POJIMHKA, OTUIOOTBOpEHUE, TpodobiacTHas

OIIYXOJIb, XOpI/IOHI/I‘IGCKI/Iﬁ TOHAJOTPOIINH

Unlike neoplasia, HM occurs after aberrant fertilization, and not as a consequence
of a previous pregnancy. It is characterized by the formation of abnormal chorionic
villi with trophoblast hyperplasia. According to the karyotype, PZ is usually
diploid (up to 80%), and CHZ is triploid. PZ is formed as a result of fertilization of
an egg by a single sperm with the formation of a zygote containing only paternal
chromosomes. Maternal chromosomes are lost during meiosis. Against the
background of PZ, symptomatic hyperthyroidism may develop, associated with
excessive stimulation of hCG (levels over 100,000 mIU/ml, persisting for several
weeks) of the thyroid tissue. In some cases, this requires the administration of
antithyroid drugs. Clinically, tachycardia, sweating, and tremor are noted. To
relieve cardiac manifestations of hyperthyroidism, b-blockers are used [3]. A

national study was conducted in Japan with 18 patients with PZ of one fetus.
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Gestational trophoblastic neoplasia developed in 50% of patients, and metastases
were found in 33% [2]; 13 patients wanted to continue the pregnancy, but in 10 it
was terminated for medical reasons (preeclampsia, hemorrhage, intrauterine fetal
death). Three women gave birth to healthy children before 32 weeks.
Hysterectomy is recommended for the treatment of trophoblastic neoplasia. This
procedure significantly reduces the likelihood of developing trophoblastic
neoplasia. In a study of 82 patients aged 40 to 49 years with PPH, gestational
trophoblastic neoplasia developed in 54% of women after curettage and was absent
after hysterectomy [23]. An indicator of a high risk of developing neoplasia is the
hCG level >175,000 mIU/ml (risk 60%) [4]. However, the probability of metastatic
lesions remains after hysterectomy, amounting to 4% [24]. Prophylactic
chemotherapy is administered after surgery in patients at high risk of developing
neoplasia [1]. It is important to note that chemoprophylaxis does not affect
subsequent fertility. Methotrexate or actinomycin D can be used [2,6]. Prophylactic
chemotherapy helps to reduce the risk of developing neoplasia by 63% (relative
risk 0.37, 95% confidence interval 0.24-0.57) [25].Patients with Rh-negative blood
are given a prophylactic dose of anti-Rh immunoglobulin after emptying the
uterine cavity, since the fetal Rh factor antigen is expressed by trophoblast cells,
among other things. After emptying the uterus (instrumental, childbirth), dynamic
laboratory monitoring is necessary (Fig. 1) [9]. A decrease in the b-hCG level is a
decrease of more than 10% compared to the previous result. An increase in the b-
hCG level is defined as an excess of 10% or more compared to the previous result
within 2 weeks. A b-hCG level is considered stable if it remains within +£10%

compared to the previous result and continues to correspond to it over a 3-week

period. b-hCG level

A hydatidiform mole, or molar pregnancy, is a pathological condition associated
with abnormal development of placental tissue. This pathology usually occurs as a
result of disorders in the early stages of conception and can lead to serious

consequences for the woman’s health, including placental cancer. In this regard,
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early prevention of this condition plays an important role, especially in women
with a predisposition to molar pregnancies. A hydatidiform mole, also known as a
molar pregnancy, is an abnormal condition that occurs during pregnancy in which
abnormal chorionic villi are formed. [4]This disease is mainly associated with
disorders that occur during fertilization and subsequent implantation of the
embryo. Diagnosis of hydatidiform mole in women is key to timely detection and
prevention of possible complications. The main methods for diagnosing
hydatidiform mole are ultrasound and analysis of the level of human chorionic
gonadotropin (hCG) in the blood. Ultrasound examination can reveal specific signs
such as "grape clusters" indicating the presence of abnormal villi. The hCG level in
molar pregnancy significantly exceeds normal values, which also becomes an
important diagnostic criterion. Clinical manifestations of hydatidiform mole can
vary, but usually include symptoms such as bleeding, vomiting and abdominal
pain. Consulting a doctor at the first signs of a disorder can significantly reduce the
risk of developing serious complications such as chorionepithelioma. Thus, the
diagnosis of hydatidiform mole in women is an important aspect in obstetrics and
gynecology. High-quality and timely diagnostics allows not only to preserve the
patient's health, but also to prevent possible complications associated with this

condition.[5]

Early prevention of hydatidiform mole includes several key aspects. Firstly, it is
important to conduct regular gynecological examinations to identify menstrual
cycle dysfunction and other hormonal disorders. It is also advisable to pay
attention to the history of previous pregnancies, since the presence of molar

pregnancies in the anamnesis increases the risk of recurrence of this pathology.

In conclusion, predicting hydatidiform mole in women is a multifaceted task that
includes not only medical but also sociocultural aspects. Sustained attention to this
issue and the development of individualized approaches to prognosis and treatment
will improve the quality of life of women and reduce the risk of complications

associated with hydatidiform mole. Hydatidiform mole is part of a group of
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diseases classified as gestational trophoblastic disease and develops as a result of
aberrant fertilization. It can be complete or partial. GTD is characterized by a
diploid karyotype, while PPD is triploid. GTD is characterized by higher b-hCG
titers and an increased risk of developing malignant neoplasia of up to 15-20%.
The main risk factors for trophoblastic disease are maternal age (over 35 years) and

a history of the disease.
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