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Abstract. Introduction. Prolactinoma is the most common pituitary adenoma, constituting 40-66% of cases in
epidemiological studies. Its prevalence ranges from 25 to 63 per 100,000, with incidence rates of 2.1 to 5.4 cases per
100,000 annually. The increasing detection of prolactinomas is attributed to advances in imaging techniques, such as
computer tomography / magnetic resonance tomography, and to the improved laboratory techniques, such as Enzyme
Linked Immunosorbent Assay or Immunoradiometric assay, enabling earlier diagnosis. Regardless of tumor size,
reproductive dysfunction—ranging from reduced libido through infertility — is a common symptom of the condition.
The aim of this study is to evaluate the clinical-hormonal profile of women of reproductive age with prolactinomas and
to analyze the relationship between prolactin levels, clinical manifestations of the disease, and reproductive function
disorders. Material and Methods. The study involved 185 women aged 17 to 37 with prolactinomas, divided into two
groups based on tumor size: Microadenomas and macroadenomas. The methods included clinical (BMI, blood calcium,
vitamin D3, general blood test), hormonal (Prolactin, Follicle-Stimulating Hormone, Luteinizing Hormone, progesterone,
estradiol, testosterone, Thyroid-Stimulating Hormone, free T4, inhibin A/B, activin, anti-Mullerian hormone), instrumental
(ultrasound with folliculometry), and neuroimaging (neuro-ophthalmological, computer tomography / magnetic resonance
tomography) techniques, alongside with statistical analysis. Results and Discussion. The study of 185 women with
prolactinomas revealed that 61.6% were diagnosed during pregnancy, with microadenomas being more common. Patients
experienced reproductive issues, including infertility and menstrual irregularities, alongside with hormonal imbalances,
such as elevated prolactin and reduced Follicle-Stimulating Hormone and Luteinizing Hormone. Early detection and
tailored treatment are crucial for managing these complications. Conclusions. Prolactinomas in women of reproductive
age are associated with significant reproductive and hormonal disturbances. Early diagnosis and personalized treatment
are essential to manage symptoms, including infertility and menstrual irregularities, and to improve patients’ outcomes.
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Pecbepat. BBeaeHue. MNMponaktnHoma — Hanbonee pacnpoctpaHeHHas ageHoma runodusa, cocrtasnstowias 40-66%
BCEX CryyaeB B ANMAEMUONIONMYECKUX nccnenoBanusx. Ee pacnpoctpaHeHHocTb konebnetcs ot 25 o 63 Ha 100 000
HaceneHwusi, a 3aboneeaemocTb coctaenseT ot 2,1 ao 5,4 cnyyaes Ha 100 000 B roa. YBenuyeHue 4actoTbl BbISIBIIEHMS
NPOnakTUHOM CBSI3aHO C pa3BMTMEM METOLOB BM3yanu3aumm (KoMnboTepHas ToMorpadmsi/MarHUTHO-pe3oHaHCHas TOMO-
rpacums) n ycoBepLUEHCTBOBaHVEM NTabopaTopHbIX METOAOB (MMMYHOMEPMEHTHbIV aHanu3, UMMyHHOPaANOMETPUYECKUIA
aHanu3), No3BorsLLMX NPOBOAUTL Boree paHHIoW ANarHOCTUKY. HeaaBMcUMMO OT pa3mepa onyxonu, penpoaykTuBHas
ANCAhYHKUMSA — OT CHUXKEHNs Mbunao Ao becnnogms — ABNAETCS pacnpoCcTpaHeHHbIM CUMITOMOM 3TOro 3aboneBaHus.
Llenbto HACTOSILLErO UCCNEfOBaHUS SBUIOCH OLEHUTL KIUHWUKO-FOPMOHarbHbIN MPOMUIb XXEHLUMH PENPOOYKTUBHOIO
BO3pacTa C NponakTMHOMamu 1 NpoaHanuaMpoBaTb B3aMMOCBSA3b MeX4y YPOBHEM MPOMaKTUHA, KMMHUYECKUMMN NPO-
ABNEHUsIMN 3a00NeBaHNsA U HapyLUEHWUAMY PENPOAYKTUBHOW byHKUmK. MaTepuan u metoabl. B uccnegosaxue 6bi1no
BKINto4eHo 185 xeHLWwumH B BodpacTe oT 17 4o 37 net ¢ nponakTMHOMaMu, pasgeneHHbIX Ha ABe rpynbl B 3aBUCUMOCTY OT
pa3mepa onyxonu: MMKpoaaeHOMbI M MakpoageHoMbl. MeToabl BKItoYanu KnuHu4eckme (MHAEKC Macchl Tena, kanbuui
KpoBu, BuTammH D3, obLwmin aHanm3 KpoBu), ropMoHarbHble (NPONakTyH, MONNNKYNOCTUMYNPYIOLWNIA FOPMOH, MtoTe-
WHU3VPYIOLLMIA TOPMOH, MPOTreCTEPOH, 3CTPAANOS, TECTOCTEPOH, TUPEOTPONHbIA CTUMYNUPYOLLMIA FOPMOH, CBOOOAHbIN
T4, NHrMOuH A/B, akTUBWH, aHTUMIOSINIEPOBCKUI FOPMOH), MHCTPYMeEHTarbHble (YrsTpa3BykoBOE UccrnegoBaHue ¢ gon-
NVKYNOMETPUEN) N HENPOBM3yann3aLnoHHbIe (HeMPoodTanbMONOrnYecKkin, KOMMNbIOTEPHasa Tomorpadus /MarHuTHO-
pe3oHaHCcHas Tomorpadums) MeToAbl, @ Takke cTaTucTudeckuii aHanus. Pesynbratbl n o6cyxaeHune. ViccnegosaHune
185 eHLMH ¢ nponakTMHoMamu nokasarno, 4to y 61,6% u3 Hux gaHHoe 3abornesaHue 6bINo AMAarHOCTMPOBaHO BO
Bpemsi 6epeMeHHOCTH, Npy 3TOM Npeobnagany MUKpoageHoMbl. OTU NaUMEHTKM CTankmBanucb ¢ npobnemamm pe-
NPOAYKTUBHOIO 300POBbsI, BKMoYasi 6ecnnogne n paccTpomcTBa MEHCTPYanbHOIO LKA, a Takke ropMOHanbHbIMU
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HapyLLEHNSMM, TaKUMU KaK NOBbILLIEHWE YPOBHSA NPONaKTUHA Y CHUXEHME KOHLIEHTPaLum OornnnKynocTMmMynmpyoLero
ropMoOHa 1 NIOTEMHU3NPYIOLLEro ropMoHa. PaHHee BbisiBneHne 3abonesaHus U UHAVBUOYaNU3NPOBaHHBIA NOAXOA K
TNEYEHUI0 UrPatoT KIYEBY porib B 3PEKTUBHOM NPEOAONEeHNN 3TUX OCIOXHEHUN. BeiBoAabl. [1ponakTMHOMbI y
XEHLUMH penpoayKTUBHOMO BO3pacTa NPUBOAST K BbIPaXEHHbIM PEenpOayKTUBHBIM U FOPMOHaNbHbLIM HapyLUEHUSM.
[Ins ycTpaHeHusi CMMNTOMOB, TakuX Kak 6ecnnogne n paccTporcTBa MEHCTPYanbHOro LMKNA, a Takke Ans yny4yeHns
COCTOSIHVS! NALMEHTOK, HeoBX0oAVMbI PaHHSIA ANArHOCTUKa U MHAMBUAYaNM3MpoBaHHOE feyeHue.

KntoyeBble cnoBa: KMMHWUKO-FOPMOHarbHbIe aCneKThl, XeHLMHbI, PENPOAYKTUBHBIA BO3pacT, NponakTMHoMa.

Ana untuposanua: Hacnposa K.K., Xogxaesa H.B., Hapumosa I"'[., [v ap.]. KnnuHuko-ropMmoHanbHble acnekTbl y
XKEHLUMH penpoayKTUBHOIO BO3pacTa ¢ nponakTuHoMamu // BeCTHWUK coBpeMeHHOM KNMHUYECKON MeauumHbl. — 2025, —
T. 18, Bbin. 2. — C. 55-60. DOI: 10.20969/VSKM.2025.18(2).55-60.

ntroduction. Prolactinoma is the most common

type of pituitary adenoma, accounting for 40—-66%
in epidemiological studies [1]. Prevalence among
different population groups ranges from 25/100,000 to
63/100,000 [2], with incidence rates ranging from 2.1
to 5.4 cases per 100,000 per year [1,3].

Mindermann and Wilson [4] reported that prolac-
tinomas were the most common subtype among pituit-
ary tumors (39%) with a female to male ratio of 10:1,
whereas after this age the ratio is 1:1 [5]. Kars et al. [6],
focusing on patients with hyperprolactinemia treated
with dopamine agonists, reported a significantly higher
incidence of prolactin-secreting pituitary adenomas
at the ages of 25-34 years compared with men and
a disappearance of this incidence difference after
menopause [7].

Currently, there is a tendency to diagnosing more
hypertensions, especially prolactinomas, due to the
improved access to high-precision imaging methods,
such as CT/MRI and new techniques of laboratory
determination of hormones, such as ELISA, IRMA,
and ICL, which improve the diagnosis of prolactinomas
at the early stages of the disease [8]. Regardless of
the nature and size of hypertension, one of the most
common symptoms of manifestation is reproductive
dysfunction of varying severity, from decreased libido
through infertility [9].

Prolactinomas are a common cause of ovarian
hormonal insufficiency, manifested by menstrual
cycle (MC) disturbances, lactorrhea and infertility.
Prolactinoma may be associated with menstrual
cycle with multiple endocrine neoplasia type 1
(MEN1) and hereditary isolated pituitary adenoma
(FIPA). The mechanism leading to benign growth
of prolactin-secreting cells is not yet known. With
hyperprolactinemia, the hypothalamus suppresses the
release of gonadotropin-releasing hormone (GnRH),
which leads to a decrease in the concentration of FSH
and LH and a decrease in the concentration of estrogen
in women [10-12].

Materials and methods. The present study
comprised 185 women aged 17-37 years with
prolactinomas, which were divided into two groups based
on tumor size: microadenomas and macroadenomas.
A comprehensive clinical and biochemical assessment
was conducted, encompassing BMI, calcium levels
in the blood, vitamin D3 levels, and a range of
general blood parameters. Hormonal evaluations
encompassed prolactin, FSH, LH, progesterone,
estradiol, testosterone, TSH, free T4, inhibin A, inhibin
B, activin, and anti-Mullerian hormone. Instruments
were utilized for the purpose of conducting ovarian and
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uterine ultrasounds, in conjunction with folliculometry
on days 11, 14, and 16 of the menstrual cycle.
Furthermore, neuroimaging techniques such as
neuro-ophthalmological exams, radiological imaging,
and pituitary MRI/MSCT were employed. Statistical
analysis was employed. Participants were required
to have prolactinomas up to 20 mm without invasive
growth, infertility for a minimum of 12 months, and no
other identified causes, excluding those with healthy,
fertile husbands. Exclusion criteria encompassed
subjects aged >37 years, those with fertility-impairing
endocrine or non-endocrine conditions, aggressive
macroadenomas, couple infertility, and normal
pregnancies.

Results and Discussion. The initial group under
observation comprised 185 women diagnosed with
prolactinomas, of which 71 (38.3%) patients exhibited
EB and 114 (61.6%) patients were diagnosed with
prolactinoma during pregnancy. The patients were
divided into two groups depending on the size of the
formation. Each group will be considered in turn. Of the
114 patients who were pregnant, microadenomas were
present in 91 (79.8%) patients, macroadenomas in 23
(20.2%) women (see Fig. 1). The size of prolactinomas
before pregnancy ranged from 3 mm to 42 mm (9.2 +
1.0 mm). The mean prolactinoma size was found
to be 5.0 mm £ 0.3 mm in patients with pituitary
microadenoma and 18.0 mm + 1.8 mm in patients with
macroadenoma.

The mean age of women with microprolactinomas
was found to be 26.2 + 5.5 years, with macroprolactino-
mas exhibiting a mean age of 26.7 + 5.6 years. The
mean age of menarche was determined to be 13.2 +
1.14 years and 13.1 £ 1.14 years, respectively, in the
microprolactinomas and macroprolactinomas groups.
In the control group, the mean age was found to be
29.3 4.8 yearsand 12.5 + 0.9 years, respectively. With
respect to gynecological age, no significant differences

20,2 % .

79,8 %

® microadenoma = macroadenoma

Fig.1. Structure of prolactinomas
Puc.1. CTpykTypa nponakTMHOMbI
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were observed between the prolactinoma groups:
13.5 £ 0.4 years in women with microprolactinomas and
12.0 £ 0.7 years in women with macroprolactinomas,
compared to 16.8 years in the control group.A number of
characteristic features were identified when comparing
the level of education of the examined individuals
(Table 1). The percentage of women with secondary
and secondary specialised education was lower among
patients with microprolactinomas, and the percentage
of patients with higher education was higher among
patients with microprolactinomas.

The largest proportion of women affected by micro-
and macroprolactinomas, with approximately equivalent
frequency, were employees. A comparative analysis of
residential location reveals a nearly equal prevalence of
micro- and macroprolactinomas among both rural and
urban populations.

Ahigh frequency of somatic diseases was observed
among the prolactinoma patient cohort. The distribution
of somatic diseases among the examined women is
illustrated in Figure 2. The predominant percentage of
concomitant somatic diseases was accounted for by
the pathology of the thyroid gland and the presence
of intracranial hypertension, which was found in
almost every second woman with macroprolactinoma.
Furthermore, two patients from the microprolactinoma
group and two from the macroprolactinoma group had
a history of traumatic brain injury, accounting for 2.2%
and 8.7% of cases, respectively. It is also noteworthy
to mention the presence of chronic gastrointestinal
pathology in the subjects examined.

In the microprolactinoma group, gastrointestinal
pathology was observed in 31.8% of cases, compared
to 13.04% in the macroprolactinoma group. Long-
term use of proton pump inhibitors, often prescribed
for gastrointestinal conditions, may contribute to
hyperprolactinemia and should be considered when
assessing prolactinoma etiology.

A hereditary burden of menstrual function (MF)
disorders was noted in 13.04% of patients with
macroprolactinoma and 9.8% with microprolactinoma,
with infertility being more common (21.7% and 18.6%,
respectively). Additionally, 9.8% of microprolactinoma
and 13.04% of macroprolactinoma cases had polycystic
ovary syndrome (PCOS) among first- and second-
degree relatives. Stress factors and complications

47,8
43,4
32,9
19,7
Thyroid diseases Intracranial
hypertension

microprolactinoma

Table 1

Characteristic features of education level, social status,
and place of residence of the subjects examined, (n=114),
relative (%) / absolute (n)

Tabnuua 1

XapakTtepucTuka ypoBHA 06pa3oBaHusl, couuanbHOro
cTaTyca u MecTa XuTenbCcTBa o6cneaoBaHHbIX, (n=114),
otHocuT (%) / abe (n)

Index Microadenoma, | Macroadenoma, P
n=91 n=23
Education

Secondary 20.8/19 34.7/8 p=0.1
Secondary 252/23 26.1/6 p=0.9
specialized

Higher 53.8/49 39.1/9 p=0.2

Social status
Worker 15.4 /14 174/4 p=0.8
Employee 31.8/29 304/7 p=0.8
Student 14.3/13 174 /4 p=0.5
Other 38.4/35 34.7/8 p=0.6
Place of residence

City 53.8/49 56.5/13 p=0.2
Village 46.1/42 43.4/10 p=0.9

during pregnancy or childbirth were reported in 26.3%
and 26.08% of patients, respectively.

Reproductive system development was normal,
with initial clinical presentations primarily involving
opsomenorrhea (38.4% for microprolactinoma and
43.4% for macroprolactinoma). Oligomenorrhea
occurred in 21.7% of macroprolactinoma cases and
14.2% of microprolactinoma cases (Table 2).

During the analysis of reproductive function,
the following results were obtained. There was a
pregnancy in anamnesis in 74.7% of patients with
microprolactinomas, in 69.5% with macroprolactinomas,
44 1% and 47.8% gave birth, respectively (Table 3).
Our data showed that 29.7% of patients with
microprolactinomas had a miscarriage in anamnesis
represented by spontaneous miscarriage in 26.4%,
non-developing pregnancy in 19.7%, and ectopic
pregnancy in 3.5% of cases. In those examined with
macroprolactinomas, spontaneous miscarriage was
noted in 13.04% of patients, non-developing pregnancy
in 26% and ectopic pregnancy in 1.7%; in total,
miscarriage in this group was 27.7%.

13,04

8,7
= 1 [

Previous traumatic Chronic pathology of
brain injury the gastrointestinal
tract

B macroprolactinoma

Fig. 2. Somatic pathology of those examined, %
Puc. 2. Comatnyeckas natonornst oocnenoBaHHbix, %
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Table 2

State of menstrual function in women with prolactinomas, (n=114), relative (%) / absolute (n)

Tabnwunuya 2
CocTosiHne MeHCTpyanbHOM PYHKLMUW Y XKEHLLMH C nponakTuHomamu, (n=114), otHocut (%) / abe (n)
Menstrual cycle Microadenoma, n=91 Macroadenoma, n=23 Total P
Normal menstrual cycle 30.7/28 -/0 28(24.5%) p<0.003
Dysmenorrhea 16.4/15 17.4/4 19(16.6%) p=0.5
Oligomenorrhea 14.2/13 21.715 18(15.7%) p=0.46
Opsomenorrhea 38.4/35 43.4/10 45(39.4%) p=0.6
Amenorrhea | 5.5/5 4.3/1 6(5.2%) p=0.5
Amenorrhea Il 9.9/9 17.4/4 13(11.4%) p=0.6
Dysfunctional uterine bleeding 2.212 8.7/2 4(3.5%) p=0.1
Table 3
Reproductive function of the examined patients, (n=114), relative (%) / absolute (n)
Tabnwunuya 3
PenpoayktuBHas cyHKLMA o6cnefoBaHHbIX NALMEHTOK, (n=114), otHocuT (%) / abc (n)
Index Microadenoma, n=91 Macroadenoma, n=23 Total P
Pregnancy 74.7/68 69.5/16 84(73.6%) p=0.6
Childbirth 44.1/41 47.8/11 52(45.6%) p=0.8
Spontaneous miscarriage 26.4/24 13.04/3 31(27.1%) p=0.6
Non-developing pregnancy 19.7/18 26/6 24(21%) p=0.5
Ectopic pregnancy 3.5/4 1.7/2 6(5.2%) p=0.5
Infertility | 38.5/44 9.6/11 55(48.2%) p=0.6
Infertility I 46.15/42 52.2/112 54(47,3%) p=0.5

A study of gynecological diseases revealed
that 7.7% of patients with microprolactinomas
had endometrial hyperplasia, 5.5% had uterine
fibroids, and 5.5% had endometriosis. Similarly,
in the macroprolactinoma group, these conditions
were observed in 8.7%, 8.7%, and 13% of patients,
respectively (see Table 4). Furthermore, functional
ovarian cysts were found to be significantly more
prevalent in macroprolactinomas (21.7%) compared
to microprolactinomas (12.1%), with a p-value less
than 0.05. Itis noteworthy that prolactin plays a certain
role in the promotion of epithelial cell growth, which is
associated with (BMH). The prevalence of BMH was
observed to be 23.1% in microprolactinoma cases and
13% in macroprolactinoma cases.

Chronic salpingo-oophoritis was observed
with similar frequency in both groups: 12.1% in

microprolactinomas and 13% in macroprolactinomas.
Hyperprolactinemia contributes to secondary PCOS
development in patients with pituitary adenomas and
infertility, with nearly one-fourth of macroprolactinoma
patients presenting with secondary PCOS. Multifollicular
ovaries were noted in 15.4% of microprolactinoma cases
and 21.7% of macroprolactinoma cases.

Uterine hypoplasia was also observed, with
microprolactinoma patients reporting grade | and Il
cases in 39.5% and 15.4%, respectively, while for
macroprolactinomas, these rates were 34.8% and
26.1%.

At the initial visit, galactorrhea and menstrual
irregularities were the primary complaints, reported
by 81.3% of microprolactinoma patients and 86.9% of
macroprolactinoma patients. Neuro-ophthalmological
symptoms like blurred vision, headaches, and dizziness

Table 4

Characteristics of concomitant gynecological diseases in the examined patients, (n=114), relative (%) / absolute (n)

Tabnuua 4

XapakTepucTuka conyTCTBYHOLMX MTMHEKONOrM4yeckmux 3aéonesaHuii y o6crieqoBaHHbIX NAaLMEHTOK, (n=114),
oTHocuT (%) / abe (n)

Index Microprolactinoma, n=91 | Macroprolactinoma, n=23 | Control group, n=20 p
Endometrial hyperplasia 7.717 8.7/2 - p=0.8
Uterine fibroids 5.5/5 8.7/2 - p=0.5
Functional ovarian cysts 12.1/11 21.7/5 25/5 p=0.6
Endometriosis 5.5/5 13.0/3 - p=0.4
Benign mammary hyperplasia 23.1/21 13/3 - p=0.2
Chronic salpingoopharitis 12.1/11 13.0/3 65/13 p=0.5
Polycystic ovary syndrome 10.9/10 26.1/6 - p=0.6
Multifollicular ovaries 15.4/14 21.7/5 - p=0.5
Hypoplasia of the uterus | degree 39.5/36 34.8/8 - p=0.6
Hypoplasia of the uterus Il degree 15.4/14 26.1/6 - p=0.9
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were also common, often leading patients to consult
neurologists or ophthalmologists first.

Half of the patients with macro- and micropro-
lactinomas initially sought help from gynecologists or
ophthalmologists, while one-third with microprolactino-
mas consulted neurologists. Macroprolactinomas often
presented with headaches (60.8%), dizziness (26.1%),
and amenorrhea, while microprolactinomas showed
similar trends, with headaches in 63.7% and dizziness
in 13.2%. Vegetative-vascular dystonia symptoms were
common in both groups (58.2% and 60.8%).

Obesity was prevalent in 50.5% of microprolacti-
noma and 56.5% of macroprolactinoma patients, while
excess weight affected 32.9% and 21.7%, respectively
(p<0.05). Decreased libido was reported by 47.2% of
microprolactinoma and 43.5% of macroprolactinoma
cases. Mood decline (51.6% vs. 43.5%), memory issues
(32.9% vs. 34.7%), and anxiety and depression (34.1%
vs. 21.7%, p<0.05) were common across both groups.

In macroprolactinoma patients, bitemporal hemia-
nopsia and chiasmatic syndrome occurred in 73.4%,
with 47.8% showing visual field narrowing and 13.04%
having amblyopia. Optic nerve atrophy was more
frequent in macroprolactinoma (28.7%) compared to
microprolactinoma (2.7%), while retinal angiopathy rates
were similar (13-14%).

Microprolactinomas accounted for 79.8% of cases,
often linked to gastrointestinal diseases (31.8%) and
pregnancy complications (25%). Delayed pathogenetic
therapy was common as many patients first sought care
from gynecologists or ophthalmologists. Secondary
infertility affected 46% of microprolactinoma and 52.2%
of macroprolactinoma cases, with high miscarriage rates
(45% and 39%).

Anovulation was prevalent, affecting 68.1% of
microprolactinoma and 78.3% of macroprolactinoma
cases, linked to hormonal imbalances caused by
hyperprolactinemia. Prolactin levels were significantly
higher in macroprolactinomas (70.3 ng/ml vs. 32.2 ng/
ml in microprolactinomas), with hypoestrogenism and
hypoprogesteronemia observed in both groups. These
findings highlight the need for timely diagnosis and
tailored therapy.

We also found reduced levels of FSH and LH in
patients with prolactinoma, but LH values were 0.7+0.2
IU/l'in microprolactinoma and 0.8+0.38 U/l (p<0.001
compared with control values) with macroprolactinoma
correspond to the data of hypogonadotropic ovarian
failure.

The level of total testosterone and cortisol was within
the normative values in our examined patients with both
micro- and macroprolactinoma (reference values for
testosterone <0.60 ng/ml, cortisol 50-250 ng/ml).

In patients with prolactinomas, we observed a
decrease in AMH levels compared to the control group,
but the values were within the normogonadotropic state
(p,<0.001, p,<0.001).

Patients with prolactinomas showed signifi-
cantly reduced inhibin A levels (1.9+0.87 ng/ml
in microprolactinomas, 1.7+0.8 ng/ml in macro-
prolactinomas, p<0.0001), over six times lower than
controls, but within the reference limits. Inhibin B levels
were also lower (47.1£3.2 pg/ml for microprolactinomas
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and 48.2+3.5 pg/ml for macroprolactinomas, p<0.001)
compared to controls, but within the reference ranges.
Activin was reduced by half versus controls (p<0.001),
but it remained within the reference values with no
significant differences between tumor types. AMH levels,
though lower than controls, were within normal limits.

Conclusions. In conclusion, the majority of
prolactinoma cases (79.8%) were microprolactinomas,
often associated with gastrointestinal diseases (31.8%)
and a history of complicated pregnancies or childbirth
in 25% of patients. Common initial symptoms included
menstrual dysfunction and neuro-ophthalmological
issues, which resulted in a delay in pathogenetic
therapy as many patients initially sought care from
gynecologists or ophthalmologists. Secondary infertility
was observed in 46% of microprolactinomas and 52.2%
of macroprolactinomas, with miscarriage rates of 45%
and 39%, respectively. Infrasellar growth was prevalent
in both tumor types, with anovulation identified in 78%
of macroprolactinoma and 68% of microprolactinoma
cases. Hyperprolactinemia was observed in over 90%
of patients, accompanied by hypoestrogenemia and
hypoprogestonemia, indicative of the hypogonadotropic
effects of hyperprolactinemia. The reduced secretion
of inhibin A and activin underscores the necessity for
further investigation, particularly concerning its impact
on pregnancy outcomes and the need for treatment
adjustments.
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