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Depressive disorders during pregnancy
and the postpartum period remain one of
the most challenging issues in modern
psychopharmacology, directly impacting
maternal health and fetal development.
Epidemiological studies indicate that 10%
to 20% of pregnant women experience
clinically significant symptoms of
depression [1, 2]. In the context of martial
law in Ukraine, this prevalence has
increased substantially due to chronic
psycho-emotional stress, as evidenced by
recent data on the mental health of
Ukrainian women in conflict zones [3].
Untreated depression serves as a potent

pathogenetic factor; through the
hyperactivation of the hypothalamic-
pituitary-adrenal (HPA) axis and

subsequent hypercortisolemia, it leads to
adverse obstetric outcomes, including
preeclampsia, preterm birth, and
intrauterine growth restriction [4, 5].
Issue of transplacental transfer of
antidepressants (ADs) are extensively
discusses in current scientific literature.
Most modern medications, particularly
selective serotonin reuptake inhibitors
(SSRIs), readily cross the placental
barrier via passive diffusion, resulting
in their presence in the fetal bloodstream
and amniotic fluid [6, 7]. Previous
studies have established that this poses
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a potential risk of disrupting the
neurochemical programming of the
developing brain, leading to long-term
cognitive and behavioral deviations [8].
The toxicological profile of SSRIs,
serotonin-norepinephrine reuptake
inhibitors (SNRIs), and others has been
traditionally analyzed regarding the
risks of congenital malformations,
specifically within the cardiovascular
system, and the development of poor
neonatal adaptation syndrome [9].

Despite the accumulation of clinical
data, several critical aspects remain
insufficiently addressed. Specifically,
there is a lack of comparative
experimental evidence using ex vivo
human placental perfusion models to
differentiate the transfer rates of
specific SSRIs under identical conditions.
Furthermore, the impact of maternal
pharmacogenetic variability (such as
CYP2C19 phenotypes) and longitudinal
metabolic shifts on the stability of drug
concentrations during pregnancy has
not been fully integrated into clinical
safety protocols. These gaps create
uncertainty in personalizing therapy
and minimizing fetal exposure.

The aim of the study is to systematize
current pharmaco-epidemiological and
toxicological data regarding the safety of
antidepressant use during the perinatal
period to minimize toxic effects on the
fetus and ensure therapeutic efficacy for
the mother.

Materials and methods. The search
for scientific sources was conducted in
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the international electronic databases
PubMed and Google Scholar using a
combination of terms and key words:
"antidepressants”, "pregnancy’, "selective
serotonin reuptake inhibitors”, "pharma-
cokinetics”, "placental transfer”, "fetal
toxicity”, “gestational diabetes” and
"neonatal outcomes”. Meta-analyses,
systematic reviews, cohort studies and
ex vivo placental perfusion models
published between 2021 and 2025 were
selected for analysis. The inclusion
process focused on the assessment of
molecular drug transport mechanisms,
in particular the role of P-glycoprotein
and the "ion capture” effect, as well as
on the analysis of metabolic interactions
between the mother and the fetus. Data
obtained from primary sources were
divided into thematic blocks:
pharmacokinetics of transplacental
transfer, toxicological risks of structural
malformations and neonatal adaptation,
and metabolic safety of therapy.
Results and discussion. The analysis
of the current evidence base was
structured to provide a comprehensive
evaluation of ADs safety, beginning
with the fundamental mechanisms of
maternal-fetal drug exchange and
progressing to specific clinical outcomes.
Initially, the pharmacokinetic
characteristics and placental perme-
ability of ADs were analyzed to establish
the baseline for fetal drug exposure.
This primary block of the study focused
on the molecular properties—such as
lipophilicity, protein binding, and
molecular weight—that dictate the rate
of passive diffusion across the placental
barrier. Special emphasis was placed on
the "ion trapping” effect and the role of
efflux transporters like P-glycoprotein
in modulating the final concentration of
medications in the fetal compartment.
The second section reviews the latest
epidemiological data and meta-analyses
to clarify the risks of structural

abnormalities, particularly cardio-
vascular defects, and to differentiate
between direct toxicity and transient
neonatal adaptation syndromes.

The next section discusses metabolic
and hemodynamic safety, examining
the risks of gestational hypertension.
It analyzes how antidepressant therapy
interacts with maternal physiological
systems and how genetic variability
(CYP2C19 phenotypes) requires a
personalized approach to perinatal
pharmacotherapy.

Pharmacokinetic characteristics and
placental permeability of antidepressants.
The transplacental transfer of ADs is a
complex dynamic process determined by
the physicochemical properties of the
drug molecule and the morpho-functional
state of the placental barrier. Most modern
ADs, specifically selective serotonin
reuptake inhibitors (SSRIs) and serotonin-
norepinephrine reuptake inhibitors
(SNRIs), are weak bases and cross the
placenta via passive diffusion [6].

The key determinants governing the
intensity of this process include
lipophilicity, plasma protein binding, the
"ion trapping” effect, and efflux
transporters. ADs are characterized by
high lipophilicity, allowing molecules to
easily integrate into the lipid bilayer of
syncytiotrophoblast membranes. However
the actual concentration in fetal tissues
depends on the volume of distribution:
for instance, sertraline has a higher
affinity for maternal tissues, which
somewhat limits its overall placental flux
compared to more hydrophilic repre-
sentatives of the class [7].

Regarding plasma protein binding,
only the free (unbound) fraction of the
drug possesses the ability to diffuse.
SSRIs exhibit a high degree of binding
to albumin and al-acid glycoprotein (e.g.,
sertraline > 98%, fluoxetine ~ 94%). It
should be considered that physiological
hypoalbuminemia in pregnant women
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leads to an increase in the free fraction
of ADs, thereby elevating the risk of
embryotoxic exposure.

A crucial toxicological aspect is the
pH gradient between maternal plasma
(approximately 7.4) and the fetus (7.25—
7.3). Since most ADs are weak bases,
upon entering the more acidic
environment of the fetal bloodstream,
they transition into an ionized (charged)
form. Ionized molecules lose the ability
for reverse diffusion across the lipid
membrane of the placenta, leading to
their accumulation in the fetal
organism. This mechanism, known as
"ion trapping,” explains why during
prolonged therapy, the concentration of
certain ADs in umbilical cord blood
may approach maternal levels [10].

The activity of P-glycoprotein (P-gp)
and breast cancer resistance protein
(BCRP) in the placenta ensures the
active efflux of ADs back into the
maternal circulation. Venlafaxine and
citalopram serve as substrates for P-gp,
which partially offsets their high
diffusive capacity.

The "fetal-to-maternal” concentration
ratio is also of great clinical
significance. According to
pharmacokinetic monitoring data, the
highest placental penetration index is
characteristic of citalopram (0.7-0.9)
and fluoxetine (0.7-0.85). The lowest
indices, correlating with a better safety
profile, are recorded for sertraline and
paroxetine (0.3—0.4), due to their
intensive protein binding and specific
tissue derivation features.

The experimental evidence for these
differences has been significantly
strengthened by the recent ex vivo
human placental perfusion study by
Préta et al. [11]. Using a dual
recirculating  configuration, the
researchers characterized the fetal
transfer rate (FTR) of three major
SSRIs. The study demonstrated that

while all three drugs cross the placental
barrier, their transfer rates differ
significantly: escitalopram exhibited
the highest permeability (FTR 48.2%),
followed by paroxetine (43.4%), while
sertraline showed the lowest transfer
rate (33.2%) [11]. A crucial finding of
this research was the role of albumin;
the presence of proteins in the perfusion
medium significantly influenced the
transfer kinetics, particularly for
sertraline (p = 0.009), confirming that
high protein binding is a key protective
mechanism that limits fetal exposure.

The clinical management of SSRI
therapy is further complicated by
maternal pharmacogenetic variability.
A prospective study by Stika et al.
highlighted significant changes in
(S)-citalopram plasma concentrations
across pregnancy and the postpartum
period [12]. The researchers found that
pregnant women with intermediate or
low CYP2C19 activity are at a
heightened risk of experiencing
subtherapeutic drug concentrations
during pregnancy, as the (S)-citalopram
concentration-to-dose (C/D) ratio was
found to be notably lower compared to

the late postpartum period.
Interestingly, while the C/D ratio
remained relatively stable during

gestation, it increased by 63% (p <
0.001) during the early postpartum
weeks (6—8 weeks), before returning to
baseline. This suggests that without
genotype-guided dose adjustments,
patients may experience clinical relapse
during pregnancy due to low plasma
levels or potential toxicity in the early
postpartum period as metabolic rates
shift back to pre-pregnancy states.
Toxicological evaluation of congenital
malformations and neonatal status. The
assessment of the teratogenic potential
of ADs remains a cornerstone of perinatal
pharmacotherapy safety, with the most
debated toxicological concern being the
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risk of congenital heart defects (CHDs)
following first-trimester exposure.
According to the comprehensive
systematic review and meta-analysis by
De Vries et al., while a modest increase
in the relative risk of CHDs was
associated with specific molecules,
notably paroxetine and fluoxetine, the
absolute risk remains low and often
diminishes when adjusted for confounding
factors such as maternal lifestyle, body
mass index, and the severity of the
underlying depressive disorder [9].
Building upon the evaluation of
structural safety, recent evidence from
Yoshino et al. confirms that the overall
medical condition of newborns exposed
to psychotropic medications in utero
does not show critical deviations
compared to control groups [13]. The
clinical data suggest that parameters
such as Apgar scores and neonatal
intensive care unit admission rates are
heavily influenced by maternal psycho-
emotional stability and the quality of
prenatal care, rather than drug exposure
alone. This underscores the necessity of
a holistic management approach that
integrates pharmacological safety with
psychosocial well-being, as highlighted
in the recent meta-analysis by Savoia et
al. regarding the effectiveness of
prenatal interventions [14].
Furthermore, the risk of "poor neonatal
adaptation syndrome” is increasingly
viewed as a transient pharmacological
effect of birth-related withdrawal or
serotonergic overstimulation rather than
direct structural toxicity. As reported by
Yoshino et al., these symptoms are
typically self-limiting and resolve within
48-72 hours without long-term
neurodevelopmental consequences, which
supports the clinical decision to continue
necessary maternal therapy under
appropriate neonatal supervision [13].
Metabolic and hemodynamic safety:
risks of gestational diabetes and

hypertension. Beyond  structural
teratogenicity, the pharmacological
impact of ADs on maternal metabolic
and hemodynamic profiles is an essential
consideration for maintaining a healthy
intrauterine environment. Current
toxicological data suggest that the risk
of developing gestational diabetes
mellitus (GDM) is highly drug-specific
and closely linked to the affinity of
certain molecules for H1l-histamine and
5-HT2C-serotonin receptors. ADs with
high Hl-receptor affinity are more
frequently associated with weight gain
and metabolic dysregulation, whereas
most selective serotonin reuptake
inhibitors (SSRIs) are generally
considered metabolically neutral.

However, the necessity
personalized approach is further
emphasized by recent metabolic
profiling. According to Itkonen et al.,
longitudinal metabolic profiling of
women using SSRIs during pregnancy
reveals that these medications can
induce subtle but significant shifts in
the maternal metabolome, which may
influence glucose homeostasis and lipid
metabolism throughout the gestational
period [15]. Parallel to these metabolic
concerns, the hemodynamic safety of
ADs requires rigorous monitoring due
to potential impacts on systemic blood
pressure. A comprehensive systematic
review and meta-analysis by Hu et al.
demonstrated a correlation between
antidepressant use during pregnancy
and an increased risk of pregnancy-
induced hypertension [16].

This association is particularly
relevant for drugs that affect
norepinephrine reuptake, such as
SNRIs, which may trigger
vasoconstrictive responses. These
findings highlight that the risk of
preeclampsia and hypertensive
disorders is not only a consequence of
the underlying maternal depression but

for a
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also a potential pharmacodynamic
effect of the therapy itself.

The comparative safety profiles and
pharmacokinetic characteristics of the
discussed ADs are summarized in Table.
Consequently, the choice of an anti-

depressant in the perinatal period must
balance the stabilization of maternal
mental health with the minimization of
secondary physiological complications
that could indirectly compromise
placental perfusion and fetal growth.

Table

Comparative pharmacological and toxicological profiles of key antidepressants
in the perinatal period (based on 2021-2025 evidence)

Placental Primary Metabolic and
Antidepressant penetration toxicological hemo- References
class / Drug index (Fetal / and safety dynamic
Maternal) concerns effects
Selective Risk of "Poor Molecule-
serotonin High neonatal specific shifts [15]
reuptake inhibi- (0.3-0.9) adaptation in glucose
tors (General) syndrome» metabolism
Lowest Metabolically
48.2% placental neutral; low risk
Escitalopram (ex .vivg) transfer; gold of gestational [7, 11, 13]
standard for diabetes
safety mellitus
Significantly Risk of .
. subtherapeutic
. 33.2% higher
Sertraline (ex vivo) transfer than levels [7, 11]
. (CYP2C19
sertraline
phenotype)
Discussed Higher
o . . S
Paroxetine 43.4 % corrglatlon with affinity for [9, 1]
(ex vivo) cardiovascular | H1-receptors
defects (weight gain)
Long half-life; Potential
. High higher fetal influence on
Fluoxetine (0.7-0.9) accumulation fetal growth [9,10]
(ion trapping) trajectories
High . Generally
High P-glycoprotein favorable
Citalopram 9 substrate . [6, 12]
(0.7-0.9) L metabolic
activity; high rofile
placental flux P
ss:gtcglnvii Risk of Increased risk
reuntake Moderate neonatal of pregnancy- [16]
inhi‘zitors (0.5-0.6) withdrawal | induced hyper-
(Venlafaxine) symptoms tension
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Conclusions

1.

10.

11.

12.

13.

. Current

Transplacental transfer of ADs is a
controllable process where fetal
exposure depends on the physico-
chemical properties of the molecule.
Priority should be given to drugs
with high protein-binding capacity
and lower penetration indices (e.g.,
sertraline, paroxetine) to minimize
direct fetotoxic effects.

evidence (2021-2025)
confirms the relative safety of SSRIs
regarding congenital malformations.
The risks of cardiovascular anomalies
are minimal and frequently diminish
when adjusted for maternal
confounding factors such as lifestyle

. Pharmacotherapy

3. The primary safety focus should be

monitoring maternal hemodynamic
parameters (risk of hypertension
with SNRI use) and the metabolic
profile (risk of gestational diabetes).
Poor neonatal adaptation syndrome
remains a transient condition with
no long-term negative impacts on
the child's cognitive development.
for perinatal
depression must be based on an
individualized approach. The risk of
untreated mental disorders, which
leads to HPA-axis hyperactivation,
is considered more substantial than
the potential toxicological risks of
modern ADs.

and disease severity.

Perinatal depression. [Updated 2025 Jan 22]. K. Carlson, S. Mughal, Y. Azhar et al. In: StatPearls
[Internet]. Treasure Island (FL): StatPearls Publishing; 2025. URL: https://www.ncbi.nlm.nih.gov/
books/NBK519070/.

Prevalence and trajectories of perinatal anxiety and depression in a large urban medical center.
N. Solomonov, D. Kerchner, Y. Dai et al. JAMA Netw Open. 2025. V. 8 (9). P. e2533111. https://doi.
org/10.1001/jamanetworkopen.2025.33111.

War in Ukraine vs. motherhood: mental health self-perceptions of relocated pregnant women and
new mothers. L. Krupelnytska, A. Vavilova, N. Yatsenko et al. BMC Pregnancy Childbirth. 2025. V. 25
(1). P. 253. https://doi.org/10.1186/s12884-025-07346-0.

Relationship between prenatal anxiety, depression, pregnancy stress and their social determinants.
W. Meng, S. Shalayiding, X. Wang et al. BMC Psychol. 2025.V. 13 (1). P. 905. https://doi.org/10.1186/
s40359-025-03237-3.

Postpartum depression epidemiology, risk factors, diagnosis, and management: an appraisal of the
current knowledge and future perspectives. Z. Khamidullina, A. Marat, S. Muratbekova et al. Journal
of Clinical Medicine. 2025. V. 14 (7). P. 2418. https://doi.org/10.3390/jcm14072418.

Disruption of the placenta-brain axis in transgenic mice lacking serotonin transporter (SERT) in
trophoblast cells. D. T. Ellenberger, Z. Lyu, R. T. B. Herrington et al. Int. J. Mol. Sci. 2025. V. 27 (1).
P. 436. https://doi.org/10.3390/ijms27010436.

Domingues R. R., Wiltbank M. C., Hernandez L. L. Maternal serotonin: implications for the use of
selective serotonin reuptake inhibitors during gestation. Biol. Reprod. 2023. V. 109 (1). P. 17-28.
https://doi.org/10.1093/biolre/ioad046.

Prenatal antidepressant exposure and offspring brain morphologic trajectory. D. Koc, H. Tiemeier,
B. H. Stricker et al. JAMA Psychiatry. 2023. V. 80 (12). P. 1208-1217. https://doi.org/10.1001/
jamapsychiatry.2023.3161.

A systematic review and meta-analysis considering the risk for congenital heart defects of
antidepressant classes and individual antidepressants. C. De Vries, S. Gadzhanova, M. J. Sykes et
al. Drug Saf. 2021. V. 44 (3). P. 291-312. https://doi.org/10.1007/s40264-020-01027-x.

Mechanistic modeling of placental drug transfer in humans: how do differences in maternal/fetal
fraction of unbound drug and placental influx/efflux transfer rates affect fetal pharmacokinetics?
X. I. Liu, D. J. Green, J. N. van den Anker et al. Front. Pediatr. 2021. No. 9. P. 723006. https://doi.
org/10.3389/fped.2021.723006.

Comparison of human transplacental transfer of escitalopram, sertraline and paroxetine: an ex vivo
cotyledon perfusion study. L. H. Préta, N. Bouazza, F. Foissac et al. Placenta. 2025. V. 168. P. 150-
158. https://doi.org/10.1016/j.placenta.2025.06.015.

Changes in S-citalopram plasma concentrations across pregnancy and postpartum. C. S. Stika,
M. J. Avram, A. L. Jr. George et al. Clin. Pharmacol. Ther. 2025. V. 118 (1). P. 106-117. https://doi.
org/10.1002/cpt.3642.

Effects of psychotropic medications taken by pregnant women on newborn medical condition and
lactation method. Y. Yoshino, T. Yagi, K. Tsubouchi et al. Neuropsychopharmacol. Rep. 2025. V. 45
(1). P. €70005. https://doi.org/10.1002/npr2.70005.

®apmakonoris Ta nikapcska Tokcukonoris, Tou 20, Ne 2/2026

105

ISSN 2227-7943. Pharmacology and Drug Toxicology, 2026, 20 (2), 100—107



14. Effect of prenatal online interventions on postpartum depressive symptoms and well-being: a
systematic review and meta-analysis. A. Savoia, S. Scaini, F. Rossi et al. Arch. Womens Ment.
Health. 2025. V. 28 (5). P. 1107-1123. https://doi.org/10.1007/s00737-025-01575-0.

15. Longitudinal metabolic profiling of women using selective serotonin reuptake inhibitors during
pregnancy. A. Itkonen, O. Kéarkkainen, H. Sahlman et al. Metabolomics. 2025. V. 21 (5). P. 123.
https://doi.org/10.1007/s11306-025-02334-z.

16. Association of antidepressant use during pregnancy and pregnancy-induced hypertension: a
systematic review and meta-analysis. S. Hu, T. Lin, L. Li et al. BMC Pregnancy Childbirth. 2025. V. 25
(1). P. 884. https://doi.org/10.1186/s12884-025-07974-6.

0. V. Tkachova
Pharmacological safety aspects and toxicological profile of antidepressants in the
perinatal period: a review of current evidence

Depressive disorders in the perinatal period represent a critical challenge in modern
psychopharmacology, requiring a differentiated approach when prescribing antidepressants to
minimize the risks of fetotoxicity. Timely therapy is essential to prevent the negative impact of maternal
depression on fetal development; however drug selection must be based on a profound understanding
of placental pharmacokinetics.

The aim of the study is to systematize current pharmaco-epidemiological and toxicological data
regarding the safety of antidepressant use in the perinatal period to minimize toxic effects on the fetus
and ensure a stable therapeutic effect for the mother.

A comprehensive analysis of scientific literature was conducted using international electronic
databases of evidence-based medicine: PubMed and Cochrane Library. The results of large clinical
cohort observations, latest ex vivo human placental dual perfusion experimental models, longitudinal
metabolomic profiling data, and pharmacogenetic evaluations of the maternal genotype’s influence on
drug concentration stability were analyzed.

Evidence-based medicine data analysis for 2021-2025 established that the transplacental transfer
of antidepressants is a molecule-specific process. The level of fetal exposure critically depends on
molecular lipophilicity, the degree of plasma protein binding, and the functioning of efflux transporters,
particularly P-glycoprotein, which actively pumps certain antidepressants from the fetal circulation
back to the maternal side. Results from the latest ex vivo studies have, for the first time, clearly
differentiated fetal transfer rates for the most commonly used selective serotonin reuptake inhibitors
(SSRIs). Sertraline demonstrated the lowest rate (33.2%), while for paroxetine and escitalopram, these
values were significantly higher — 43.4% and 48.2%, respectively. It was established that the risks of
congenital malformations (specifically cardiovascular anomalies) associated with modern SSRI use
remain low and often correlate with maternal concomitant somatic factors rather than the direct action
of the drugs. Particular attention was paid to pharmacogenetic variability: it was proven that CYP2C19
cytochrome phenotypes significantly affect the stability of pharmacotherapy. Specifically, women with
intermediate metabolism face a high risk of subtherapeutic escitalopram/citalopram concentrations
during pregnancy, which may lead to depressive relapse, as well as the development of toxic effects in
the early postpartum period. Metabolomic profiling revealed that the use of serotonin-norepinephrine
reuptake inhibitors is associated with a dose-dependentincrease in the risk of gestational hypertension,
necessitating careful monitoring of vascular tone and placental perfusion to prevent fetal hypoxia.

As the conclusion, an effective safety strategy in the perinatal period must be based on the principles
of personalized medicine. Clinical priority is recommended for molecules with proven lowest placental
flux (specifically sertraline), allowing for the limitation of systemic exposure to the fetus. It is necessary
to consider the patient's individual pharmacogenetic profile (CYP2C19 phenotype) when selecting the
dosage. Such a comprehensive approach will minimize the toxic impact on the fetus and ensure a
favorable prognosis for the mother and the harmonious development of the child.

Key words: antidepressants, perinatal depression, placental permeability, fetal toxicity,
selective serotonin reuptake inhibitors, pregnancy-induced hypertension, pharmacogenetics

O. B. Tka4yoBa

dapmakonoriyHi acnekTn 6e3neku Ta TOKCUKONOTiYHUI Npodinb aHTUAENpecaHTiB

y NnepuHaTtanbHuii Nepioa: orngp cy4acHUX fokasis

JenpecuBHi po3naan B nepuHaTanbHUiA Nepion € KPUTUYHOK NPOBIEMOI0 CyHacHOI ncuxodapmako-
norii, Wwo notpebye andepeHLinoBaHOro Niaxoany 3a NPU3HaAYeHHs aHTUAENPECaHTIB ANa MiHiMmi3auii
pr3ukiB peToTokCcnYHOCTi. CBOEYacHa Tepanis € HeoOXiZAHOW AN 3anobiraHHA HeraTMBHOMY BMJIMBY
MaTepUHCbKOI Aenpecii Ha PO3BMTOK NoAa, NPoTe BUBIp Nnpenaparty Mae rpyHTyBaTUCS Ha rMMBoKoMy
PO3YMiHHI NnaLeHTapHOi GapMaKkOKiHETUKMN.
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Meta gocnigxeHHss — cucteMatnsauiga cydacHux dapmako-enifemMionoriyHnx i TOKCUKONOFiHHUX
[aHuX woao 6e3nekn 3aCTOCYyBaHHS aHTUAENPECAHTIB Yy NepuHatanbHOMY MepioAai Ans MiHimisauii
TOKCUYHOTO BMAMBY Ha NAif i 3abe3neyeHHst cTabinbHOro TepaneBTnYHOro edekTy AN maTepi.

[MpoBepeHoO KOMMNEeKCHUI aHani3 HaykoBOi NiTepaTtypu B MiXHapOAHUX eNeKTPOHHMX 6a3dax AaHux
pokasoBoi meamumHn: PubMed ta Cochrane Library. NMpoaHanisoBaHo pe3ynstaTtv BEANKUX KIiHIYHUX
KOrOPTHUX CNOCTEPEXEHb, HOBITHIX eKCNepuMeHTaNbHUX MOAEeNeNn ex vivo NoABINHOI nepdyaii nnawueH-
TV NIOAMHK, @ TaKOX AaHUX JIOHTITIOAHOro MeTabonoMiYHOro NpodinioBaHHA Ta papMakoreHeTUYHNX
OLLIHOK BMJIMBY FEHOTUMY MaTepi Ha cTabiNlbHICTb KOHLEHTpPaLi nikapcbkux 3acobiB.

AHania naHux nokasoBoi meanumHm 3a 2021-2025 pokn BCTAHOBMB, WO TPaHCMIaLeHTapHWin nepe-
Xid, aHTUAEenpecaHTiB € MOJIEKYNAPHO-cneun@ivHMM npouecoM. PiBeHb ekcrnosuuii nnoga KpUTU4HO
3aN1exuTb Bif, NiNOPiNbLHOCTI MONeKkynun, CTyneHs 3B’a3yBaHHs 3 Bilkamu nna3mm Ta GyHKLIOHYBaHHS
edNIoKCHNX TpaHCNOpTepiB, 30Kkpema P-rnikonpoTeiHy, 9Kl akTUBHO BUBOAUTL NEBHI aHTUAENPECaHTN
3 ¢peTasNbHOro KPOBOTOKY Ha3aj A0 MaTEPUHCLKOro. PedynbstaTu OCTaHHiX 4OCNiIAXEHb ex Vivo BnepLue
4iTKO AndepeHLitoBanm piBHi peTasnbHOro NepeHeceHHs AN HaiBXUBAHILLNX CENIEKTUBHUX iHriGITOpIB
3BOPOTHOr0O 3axornsieHHs cepoToHiHy (CI33C). HanHmx4uii nokas3HMK MpOAEMOHCTPYBaB cepTpaniH
(33,2 %), ToAi K ANa NapOKCETUHY Ta ecumTanonpamy Li 3Ha4yeHHs 6ynn cyTTeBo BUwmmmn — 43,4 % Ta
48,2 % BipnoBiaHo. BcTaHOBNEHO, LLIO PU3NKM BUHUKHEHHSI BPOAKEHUX Baf, PO3BUTKY (30Kkpema cepuie-
BO-CYAMHHMX aHOMariin) y pasi 3actocyBaHHs cydacHux CI33C 3anmwaloTbCs HU3bKMMK Ta HacTo Kope-
NIOTh i3 CynyTHIMM comaTuyHuMK dakTopamu maTepi, a He 6e3nocepenHbO 3 A€l npenaparTis.
OcobnuBy yBary npuineHo ¢gapmakoreHeTUYHIA MIHIMBOCTI: A0BEAEHO, WO PEHOTUNU LUTOXPOMY
CYP2C19 cyTTEBO BNAMBatOTh Ha cTabinbHICTbL papmakoTepanii. 30Kkpema, y XiHOK i3 MPOMIKHUM MeTa-
60ni3MOM iCHYE BUCOKWIA PU3NK BUHUKHEHHS cybTepaneBTUYHUX KOHUEHTpaLUiil ecuuTtanonpamy /
umMTanonpamy Mifg 4ac BariTHOCTI, WO MOXe Npu3BecTn 40 peuuausy Oenpecii, a Takox A0 PO3BUTKY
TOKCUYHUX ePEeKTIB Y paHHbOMY nicnsnonorosomMy nepiogi. MetabonomiyHe npodinioBaHHS BUSBUIIO,
LLIO BMKOPUCTaHHS iHribiTOpiB 3BOPOTHOIO 3aX0MIEHHS Ta HOpaApeHasiHy acouiloeTbCS 3 A0303aex-
HUM MiABULLEHHAM PU3UKY recTauiiHoi rinepTeH3sii, Wo 3yMOBOE HEOOXIAHICTb PETEeNbHOr0 MOHITO-
PUHIY CYAMHHOrO TOHYCY Ta nnaueHTapHoi nepdyasii nsa 3anobiraHHs rinokcii nnoaa.

Taknm YnHoMm, epekTMBHA cTpaTeria 6e3neky aHTUAENpPecaHTIB y NepuHaTanbHUin nepios mae 6a3y-
BATUCS Ha NPUHLMNAxX NepcoHidikoBaHOI MeanuuHU. KniHiYHWI npiopnTeT pekoMeH40BaHo Hagasatu
MoJiekynam i3 AOBeAEeHUM HaMHUXKXYMM NiaueHTapHUM NOTOKOM (30KpemMa cepTpaniHy), Lo A03BOSSE
0BMexXunTn cucTeMHuii BName Ha nnig. HeobxigHo BpaxoByBaTw iHAMBIAyanbHUA apMakoreHeTUYHNIA
npodinb nauieHTkn (beHoTrun CYP2C19) npu nindopi [,o3n. Taknin KOMNAEKCHUI Niaxin, A03BOANTb MiHi-
Mi3yBaTV TOKCUYHWIA BNIMB Ha NAif, i 3a6e3neynTb CNpUaTAMBUA NPOrHO3 AN MaTepi Ta rapMOHIAHOTO
PO3BUTKY ANTUHW.

Knoyosi csioBa: aHTuaenpecaHTy, rnepuHatasibHa Aernpecis, niaueHTapHa rnpoOHUKHICTb,
(PETOTOKCUYHICTb, CENEeKTUBHI iHrMOITOPY 3BOPOTHOIrO 3axX0ME€HHSI CEPOTOHIHY, rinepTeH3isi
BariTHux, papmMmakoreHeTvika
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