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ABSTRACT

Neuroplasticity, the brain’s remarkable ability
to reorganize and adapt, has garnered significant
attention in recent years due to its implications for
well-being. This article provides a contemporary
analysis of the effects of neuroplasticity on well-be-
ing, focusing on its underlying mechanisms, ther-
apeutic interventions, social influences, and the
emerging role of psychedelics. The mechanisms of
neuroplasticity involve the formation and strength-
ening of neural connections, synaptic pruning, and
changes in brain structure and function. These
dynamic processes allow the brain to adapt to ex-
periences, learning, and environmental influences.
Understanding these mechanisms provides insights
into how neuroplasticity can influence well-being.
Therapeutic interventions that harness neuroplas-
ticity have shown promise in promoting well-being.
Techniques such as cognitive-behavioral therapy,
mindfulness-based practices, and neurofeedback
utilize the brain’s plasticity to facilitate positive
changes in cognition, emotion regulation, and
mental health. By targeting specific neural circuits
and promoting adaptive changes, these interven-
tions offer potential avenues for enhancing well-be-
ing. Social influences, another crucial aspect,
have a significant impact on neuroplasticity and
well-being. Social interactions, support networks,
and social support systems shape the brain’s plas-

ticity through mechanisms such as social learning,
emotional contagion, and the modulation of stress
responses. Understanding the interplay between
social influences and neuroplasticity can inform
interventions that foster social connections and
support to enhance well-being. Furthermore, the
emerging role of psychedelics in promoting neu-
roplasticity and well-being has gained increasing
attention. Psychedelic substances, such as lysergic
acid diethylamide (LSD), psilocybin, and dimeth-
yltryptamine (DMT), have been found to induce
profound alterations in consciousness and stimu-
late neuroplastic changes. These substances may
offer unique therapeutic potential for mental health
conditions by promoting neuroplasticity, disrupting
entrenched patterns of thought and behavior, and
facilitating therapeutic insights. Overall, this con-
temporary analysis highlights the significant effects
of neuroplasticity on well-being. Understanding the
mechanisms of neuroplasticity, utilizing therapeutic
interventions that harness its potential, recogniz-
ing the impact of social influences, and exploring
the role of psychedelics provide valuable insights
into enhancing well-being and promoting men-
tal health. Further research in these areas holds
promise for developing innovative approaches to
support well-being and improve quality of life.
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INTRODUCTION

Neuroplasticity is a fundamental characteris-
tic of the brain that allows it to adapt and change
throughout a person’s lifetime. It refers to the
brain’s ability to reorganize itself in response to
various factors, such as experiences, learning, en-
vironmental influences, and neurological chang-

es. Structural changes in neuroplasticity involve
modifications to the physical connections between
neurons. This can include the formation of new
connections (synaptogenesis), the strengthening or
weakening of existing connections (synaptic plas-
ticity), and even the generation of new neurons
(neurogenesis) in certain regions of the brain.
Functional changes in neuroplasticity involve alter-
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ations in the activity patterns and communication
between neurons. This can manifest as changes in
the strength of neuronal signaling, the development
of new neural pathways, or the rerouting of exist-
ing pathways to compensate for damage or chang-
es in input. Neuroplasticity occurs at various levels
in the brain, ranging from microscopic changes at
the cellular level to larger-scale changes in brain
regions or networks. It can occur in different re-
gions of the brain, including the cerebral cortex,
hippocampus, and even in more specialized areas
like the motor cortex or visual cortex. The mecha-
nisms underlying neuroplasticity are complex and
involve a combination of biochemical, molecular,
and cellular processes. These processes can be in-
fluenced by a variety of factors, including learn-
ing, sensory experiences, physical exercise, stress,
and even certain neurological disorders or injuries.
Neuroplasticity is not limited to a specific period of
development but continues throughout life. While it
is most prominent during early childhood when the
brain is highly adaptable, neuroplasticity remains
present in adulthood. This means that the brain has
the potential to change, adapt, and reorganize itself
in response to new experiences and learning op-
portunities, regardless of age [1,2]. The concept of
neuroplasticity has significant implications for fields
such as education, rehabilitation, and neurology.
It highlights the importance of providing stimulat-
ing environments, engaging in lifelong learning,
and utilizing targeted interventions to harness the
brain’s capacity for change and optimize cognitive
functioning.

MECHANISM

Neuroplasticity is a fascinating concept that high-
lights the brain’s remarkable ability to change and
adapt throughout life. Neuroplasticity involves var-
ious mechanisms that enable the brain to change
and reorganize. One of the key mechanisms is
synaptic plasticity, which refers to the strengthen-
ing or weakening of connections between neurons
(synapses) based on their activity. This process is
crucial for learning and memory formation. Anoth-
er mechanism is neurogenesis, which is the gen-
eration of new neurons in specific regions of the
brain. Neuroplasticity also involves changes in the
structure and function of existing neural networks.
Neuroplasticity is heavily influenced by experienc-
es. When we engage in new activities, learn new
skills, or acquire knowledge, the brain undergoes
changes to support and optimize these experienc-
es. For example, in the case of learning a musical

instrument, the brain areas responsible for mo-
tor control and auditory processing may undergo
changes, leading to improved motor skills and mu-
sical proficiency.

Similarly, individuals who learn a new language
may exhibit structural changes in brain regions
associated with language processing. When indi-
viduals embark on the journey of learning a new
language, their brains undergo fascinating trans-
formations that can be observed at the structural
level. These changes primarily occur in brain re-
gions that are closely linked to language process-
ing and comprehension. As the brain adapts to
accommodate the acquisition of a new language,
it modifies its neural architecture to optimize lan-
guage-related functions. Studies utilizing neuro-
imaging techniques, such as functional magnet-
ic resonance imaging (fMRI) and diffusion tensor
imaging (DTI), have provided valuable insights into
the structural changes that take place in the brains
of language learners. One of the most prominent
findings is the plasticity of the brain’s gray matter,
which refers to the neural tissue containing cell
bodies and synapses. Research has revealed that
individuals who engage in language learning expe-
riences exhibit increases in gray matter volume in
areas such as the hippocampus, superior temporal
gyrus, prefrontal cortex, and Broca’s area. These
regions are known to play critical roles in language
comprehension, production, and memory consoli-
dation. Moreover, white matter, which consists of
the nerve fibers responsible for transmitting infor-
mation between different brain regions, also under-
goes modifications as a result of language learning.
Studies have shown that language learners exhib-
it enhanced white matter connectivity in pathways
such as the arcuate fasciculus, which connects
Broca’s area and Wernicke’s area, facilitating the
integration of language-related information. These
structural cerebral changes reflect the remarkable
adaptability and plasticity of the human brain in
response to new linguistic challenges. They high-
light the brain’s capacity to reorganize itself and
establish more efficient neural networks to support
language acquisition and processing. The observed
modifications in both gray and white matter sug-
gest the development of specialized neural circuits
that enable the learner to comprehend and gen-
erate language more effectively. Furthermore, it is
worth noting that these structural changes are not
limited to early language learning stages but can
also occur in individuals who engage in language
learning later in life. This finding indicates that the
brain remains capable of undergoing structural
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adaptations throughout the lifespan, albeit with po-
tential differences in the extent and speed of plas-
tic changes. Overall, the process of learning a new
language triggers structural modifications in the
brain, particularly in regions associated with lan-
guage processing. These changes involve increases
in gray matter volume and enhancements in white
matter connectivity, facilitating more efficient lan-
guage comprehension, production, and memory.
The findings underscore the dynamic nature of the
human brain and its ability to adapt and reorgan-
ize in response to linguistic challenges, providing
a foundation for further research on language ac-
quisition, bilingualism, and the neural mechanisms
underlying language processing [3].
Experience-dependent forms of synaptic plas-
ticity, such as long-term potentiation and long-term
synaptic depression, are crucial mechanisms un-
derlying learning and memory in the brain. These
processes involve changes in the strength and effi-
ciency of synaptic connections between neurons.
Long-term potentiation is a phenomenon where
synaptic strength is increased following repeated
and persistent stimulation. It is often considered
a cellular mechanism for synaptic strengthening
associated with learning and memory formation.
Long-term potentiation (LTP) typically involves the
activation of glutamate receptors, particularly the
NMDA (N-methyl-D-aspartate) receptors, as well
as other receptor subtypes. The activation of these
receptors leads to an influx of calcium ions into the
postsynaptic neuron, triggering signaling pathways
that result in the strengthening of synaptic connec-
tions. This strengthening allows for more efficient
communication between neurons, facilitating the
encoding and retrieval of memories. In contrast,
long-term synaptic depression is a phenomenon
where synaptic strength is persistently decreased.
Long-term synaptic depression (LTD) is often asso-
ciated with synaptic weakening and is believed to
play a role in processes such as forgetting or the
refinement of neural circuits. Similar to LTP, LTD
requires specific patterns of synaptic activity and is
regulated by various molecular mechanisms. Both
LTP and LTD are thought to be essential for syn-
aptic plasticity and information processing in the
brain. They represent bidirectional modifications
of synaptic strength, allowing for the fine-tuning of
neuronal connections based on the demands of the
environment and the experiences of an individual.
The specific mechanisms underlying LTP and LTD
are still subjects of ongoing research, and there
is much to be discovered about their precise mo-
lecular and cellular processes. However, their in-

volvement in learning and memory has been widely
supported by experimental evidence. These forms
of synaptic plasticity contribute to the ability of the
brain to adapt and change in response to expe-
riences, allowing for the storage and retrieval of
information. Understanding the intricacies of LTP,
LTD, and other forms of synaptic plasticity provides
valuable insights into the fundamental processes of
learning and memory. Further research in this area
can potentially lead to advancements in areas such
as cognitive enhancement, neurorehabilitation, and
the treatment of neurological disorders associated
with impaired synaptic plasticity [4,5].

Evolutionary concepts play a significant role in
understanding the properties and mechanisms of
the brain in the field of neuroscience. Adaptation
and maladaptation are two key concepts that neuro-
scientists utilize to explain how the brain has evolved
and how it functions in different contexts. Adaptation
refers to the process by which organisms, including
the human brain, undergo changes over genera-
tions to better suit their environment. In the context
of the brain, adaptation involves the development of
specific structures, neural pathways, and function-
al processes that enhance an organism’s survival
and reproductive success. These adaptations can
be seen in various aspects of brain function, such
as sensory perception, motor control, language
processing, and cognitive abilities. Neuroscientists
study the adaptations of the brain by examining
how different brain regions and neural networks
have evolved to perform specific functions. For ex-
ample, the visual cortex in the brain has undergone
adaptations over millions of years to process visual
information efficiently. By understanding these ad-
aptations, researchers can gain insights into how
the brain has evolved to meet the demands of the
environment. On the other hand, maladaptation re-
fers to situations where certain brain properties or
mechanisms become mismatched or less suited to
the current environment, leading to functional im-
pairments or suboptimal outcomes. Maladaptation
can arise due to changes in the environment or ge-
netic factors that disrupt the normal functioning of
the brain. Neuroscientists investigate maladaptation
to understand the underlying causes of neurological
and psychiatric disorders. By studying conditions
such as Alzheimer’s disease, autism spectrum dis-
orders, or addiction, researchers can gain insights
into how specific brain processes or structures may
have become maladaptive in these disorders. This
knowledge can help in the development of inter-
ventions and treatments that target the underlying
maladaptive mechanisms [6].
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Neuroplasticity can have both adaptive and mal-
adaptive consequences. Adaptive plasticity refers to
positive changes that enhance brain function and
facilitate learning, recovery from injuries, or ad-
aptation to new environments. On the other hand,
maladaptive plasticity can occur when the brain
undergoes changes that contribute to negative out-
comes, such as chronic pain or neurological dis-
orders. Understanding the underlying mechanisms
of neuroplasticity is important for harnessing its
adaptive potential and minimizing maladaptive
changes. Neuroplasticity is not limited to a specific
developmental period but occurs throughout the
lifespan. While the brain exhibits higher levels of
plasticity during early childhood, it remains capa-
ble of changing and adapting in response to ex-
periences and environmental factors in adulthood
and even in old age. This lifelong plasticity offers
opportunities for rehabilitation after brain injuries,
interventions for neurological disorders, and the
potential for cognitive enhancement [7].

THERAPEUTIC INTERVENTIONS

The concept of neuroplasticity has significant im-
plications for therapeutic interventions. It has paved
the way for innovative approaches such as neurore-
habilitation, where targeted training and therapy can
help individuals regain lost functions by rewiring
neural connections. Neurorehabilitation is a compre-
hensive approach that aims to address the complex
disabilities and challenges associated with neurologi-
cal conditions. It involves the collaboration of various
sectors, including healthcare, social services, edu-
cation, and community organizations, as well as the
participation of diverse professionals such as physi-
cians, therapists, psychologists, and social workers.
The active involvement of patients and their families
is also crucial in the neurorehabilitation process. In
addition, multidisciplinary rehabilitation involves a
team of professionals from various disciplines work-
ing collaboratively to provide comprehensive care,
recognizing that neurological conditions often affect
multiple aspects of a person’s life and requires inter-
ventions targeting physical, cognitive, emotional, and
social domains. Multidisciplinary rehabilitation can
contribute to longer-term gains in activity levels (dis-
ability) and participation, promoting overall function-
al improvement and enhancing the individual’s ability
to engage in daily activities and meaningful roles [8].

Additionally, neuroplasticity has influenced the de-
velopment of interventions for various mental health
conditions, including depression. At the molecular
level, depression is associated with alterations in

neuroplasticity, which refers to the brain’s ability to
change and adapt. These changes can involve struc-
tural and functional modifications in neurons and
their connections. In individuals with depression,
there is evidence of neuronal atrophy, which means
that the size and complexity of neurons in certain
brain regions may be reduced. Specifically, the me-
dial prefrontal cortex (mPFC) and hippocampus are
two brain areas that have been implicated in depres-
sion-related neuroplasticity changes. The mPFC is
involved in emotional regulation, decision-making,
and cognitive processes, while the hippocampus
plays a crucial role in memory formation and emo-
tional regulation. In depression, both of these re-
gions may exhibit neuronal atrophy, characterized
by a decrease in the size and complexity of neurons.
This structural change is thought to contribute to
the cognitive and emotional symptoms experienced
by individuals with depression. Additionally, synap-
tic depression is observed in the mPFC and hip-
pocampus of individuals with depression. Synaptic
depression refers to a decrease in the strength and
efficiency of communication between neurons at
the synapses. This reduction in synaptic activity can
disrupt normal neural signaling and contribute to
the altered functioning of brain circuits involved in
mood regulation and cognition. The exact mecha-
nisms underlying these neuroplasticity changes in
depression are still being investigated. It is likely
that a combination of genetic, environmental, and
biochemical factors contribute to the breakdown
of neuroplasticity in this mental health disorder.
Understanding the molecular-level changes associ-
ated with depression is vital for developing more
effective treatments. By targeting neuroplasticity
and promoting structural and functional changes
in the brain, interventions such as psychotherapy,
medication, and brain stimulation techniques aim
to restore normal brain functioning and alleviate
the symptoms of depression. It’s important to note
that depression is a complex disorder with various
contributing factors, and neuroplasticity changes
represent just one aspect of its underlying biolo-
gy. Ongoing research is focused on unraveling the
intricacies of these molecular-level alterations to
improve our understanding and develop innovative
approaches for the treatment of depression [9-11].

SOCIAL INFLUENCES

Social influences play a crucial role in shaping
the structure and function of the brain. The human
brain, along with the brains of other vertebrates, has
evolved to be highly responsive to social interactions
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and environmental cues related to social behavior.
Various studies have demonstrated that social in-
fluences have a profound impact on brain plastici-
ty, which refers to the brain’s ability to change and
adapt in response to experiences. Social experienc-
es, such as interactions with others, social hierar-
chies, and social support, can lead to structural and
functional modifications in the brain. In primates,
including humans, the sensitivity to social influenc-
es appears to be particularly pronounced. Primates
have complex social systems and engage in a wide
range of social behaviors, such as cooperation,
competition, and social bonding. These social inter-
actions and relationships have been found to shape
the development and organization of the primate
brain. For example, studies have shown that social
isolation or deprivation during early development
can have detrimental effects on brain structure and
function. In contrast, positive social experiences,
such as social support and nurturing relationships,
can promote healthy brain development and en-
hance cognitive and emotional well-being [12].
Research has also highlighted the role of social
influences in brain connectivity. Social interactions
and relationships can impact the strength and or-
ganization of neural networks involved in social cog-
nition, empathy, and emotional regulation. These
changes in brain connectivity can have implications
for social behavior, social perception, and the abili-
ty to navigate complex social environments. Under-
standing the impact of social influences on brain
plasticity is not only relevant for our understanding
of normal brain development and function but also
for understanding social and mental health disor-
ders. Social factors are known to play a significant
role in the etiology and progression of conditions
such as depression, anxiety, and autism spectrum
disorders. By investigating the neural mechanisms
underlying the influence of social experiences, re-
searchers aim to gain insights into the development
of these disorders and identify potential therapeutic
interventions. The sensitivity of the vertebrate brain,
particularly in primates, to social influences under-
scores the importance of social interactions and re-
lationships in shaping brain structure and function.
Recognizing the power of social influences on brain
plasticity can help us better understand human be-
havior, social cognition, and mental health [13].

PSYCHEDELICS
AND NEUROPLASTICITY

Psychedelics may enhance neuroplasticity. The
study of psychedelics and their effects on neuro-

plasticity is a rapidly evolving field that has gained
considerable attention in recent years. Psychedel-
ic substances, such as lysergic acid diethylamide
(LSD), psilocybin, and dimethyltryptamine (DMT),
have been found to produce profound alterations in
consciousness and perception. These effects are of-
ten described as “mind-expanding” or “mind-open-
ing,” as they can lead to a profound sense of in-
terconnectedness, enhanced introspection, and
altered states of consciousness. Researchers have
observed that these experiences may have thera-
peutic potential, particularly in the context of men-
tal health disorders [14]. At the molecular level,
psychedelics interact with serotonin receptors in
the brain, primarily targeting the 5-HT2A recep-
tor subtype. Activation of these receptors leads to
a cascade of events, including increased neuronal
excitability and the release of neurotransmitters
like glutamate. This heightened neuronal activity
appears to promote the formation of new synaptic
connections and the strengthening of existing ones
[15]. One notable aspect of psychedelics’ effects
on neuroplasticity is the rapid induction of new
synapses, particularly in brain regions associated
with higher-order cognitive functions and emo-
tional processing. These changes in synaptic con-
nectivity may underlie the profound alterations in
perception, cognition, and emotional states expe-
rienced during a psychedelic experience. Further-
more, psychedelics have been found to influence
the structure of dendrites, the branches extending
from neurons that receive signals from other neu-
rons. Studies have shown that psychedelics can lead
to increased dendritic arbor complexity and length,
suggesting a potential enhancement of neural com-
munication and information processing. The effects
of psychedelics on neuroplasticity have sparked
interest in their potential therapeutic applications.
Research has shown promising results in the use of
psychedelic-assisted therapy for conditions such as
treatment-resistant depression, anxiety disorders,
addiction, and post-traumatic stress disorder. It is
believed that the neuroplastic changes induced by
psychedelics may help to disrupt entrenched pat-
terns of thought and behavior, promote emotion-
al processing, and facilitate therapeutic insights.
However, it is important to note that the field of
psychedelic research is still emerging, and there
is much to learn about the precise mechanisms of
action and long-term effects of these substances on
neuroplasticity. Rigorous scientific studies, includ-
ing clinical trials, are underway to better under-
stand the therapeutic potential of psychedelics and
to ensure their safe and effective use [16-18].
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CONCLUSION

Overall, Neuroplasticity is a broad term encom-
passing the brain’s ability to reorganize, reshape,
or develop neural networks, involving functional
modifications resulting from brain injury or struc-
tural adaptations through learning. Plasticity de-
notes the brain’s flexibility or its capability to un-
dergo changes; it does not suggest that the brain
is made of plastic material. “Neuro” pertains to
neurons, which are the fundamental units of the
brain and nervous system. Therefore, neuroplasti-
city enables nerve cells to undergo modifications or
adaptations. Also, in terms of therapeutic implica-
tions, the study of psychedelics and neuroplasticity

holds great promise for advancing our understand-
ing of the brain and developing novel therapeutic
approaches for mental health disorders. Continued
research in this field has the potential to revolu-
tionize psychiatry and open up new avenues for
treating conditions that have been challenging to
address with conventional approaches. In addition,
neuroplasticity underscores the brain’s incredible
ability to adapt, reorganize, and change throughout
life. By understanding and harnessing the mecha-
nisms of neuroplasticity, researchers and clinicians
can explore new avenues for enhancing learning,
promoting recovery, and promoting well-being
throughout the lifespan.
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pintuutinp: Uu Unutipp wpnn Gu wnweownlybip Gquyh
pEpwwlnpy ubipnid hngblwu wnnnontpywu hwdwp'
fupwubny ubpnwwuwmhynieintup, fuwewnbiiny dnph
nt Jupph wpdwwnwynpywd ophuwswhnieniuutinp
W hbpwnwgubin ppwwlwnhy dnnbgnwiubipp: Cu-
nhwunip  wndwdp, wju dwdwuwywlhg Ybpndnt-
EINUU  pungénd L ubpnuwunpynyput Upwtw-
Ywih wanbgnieiniup pwpblbgnipjwu Jpw: ULbjpn-
wwuwhyniejwu dEfluwuhqdubph pdpnunup, ppwwb-
whly dhowdwnieniuubiph oguwgnpdnudp, npnup og-
wmwagnpdnid GU npw ubipnidp, dwuwskin unghwjw-
Ywu ubpgnpdniejniuubph wgnbignyeniup U nwinwd-
Uwuppbiny thupfunnbiplutinh nipp, wpdtpwynp wwwn-
Ytipwgnwiutip GU tnwhu pwpblbgniejwu pwpdpwgdwu
U hngbywu wnnnonigjwu fupwudwu Ytpwpbpjw): Wu
ninpunubipnid hitmwagqw hbinwgnunnyeniuutipp fununw-
unu bBu qupqugub] unpwpwpwlwu dnnbigndubp'
wowlgbnt pwpbytignigywup L pwpbjwybint Ywuph
npwyp:

<hduwpwnbp. bpnwwuiphynysnil, pGpwwlitpnhly
tpwbwlnysynit, thupfunnbiplyulin, unghwjwlwb wqnb-
gnipynibtilin, jwiy htipbwqqugnnnyeinit

COBpEMeHHbIﬁ aHa/In3 BJINAHUA
Heﬁponnacmqﬂocm Ha 6narononyque

HKeity CoHr

EpeBaHckuii rocypapctBeHHblIii yHuBepcutert, EpeBaH, ApmeHua

ABCTPAKT

HeliponnactyHoctb,  yAMBUTENbHAaA  CMOCOOHOCTb
FONOBHOMO MO3ra K peopraHusauuv 1 agantauuu, B no-
cnefHue TOAbl MNPUBIEKAET 3HAYUTENbHOE BHUMaHUe
bnaropapa eé nocnegcteuam pna Gnarononyuua. B paH-
HOlA CTaTbe MpefCcTaBieH COBPEMEHHbIN aHanu3 BAUAHUA

HeliponnacTMyHocTM Ha bnaromnonyune ¢ ynopom Ha eé
OCHOBHbIE MEXaHU3Mbl, TepaneBTUYECKME BMeELLATENb-
CTBa, coumanbHOE BINAHNE N HOBYHO POJib MCUXOAENTNKOB.
MexaHu3MmbI HeliponnacTUyHOCTM BKAtoYatoT B ceba cop-
MUpOBaHUE W YKpernneHue HelipoHHbIX cBA3eil, obpesKy
CMHArCoB, a TaKXe M3MEHEHUA B CTPYKType U ChyHKLMM
mo3ra. DTW [MHaMUYECKUE MPOLLECChbl NO3BONAIOT MO3ry
af,anTupoBaThCA K OMbITY, 06YHEHMIO N BIUAHUIO OKPYMa-
toleid cpeppl. MoHMMaHMe 3TUX MexaHW3MOB MO3BONAET
MOHATb, KaK HellponnacTUYHOCTb MOMET BAMATbL Ha bna-
ronony4ue. TepaneBqueCKme BMeLLaTeNnbCTBa, UCMNONb-
3ytloLMe HellponnacTMYHOCTb, MoKasanu CBo addpek-
TUBHOCTb B Yyny4LUEeHUN CaMO4yBCTBUA. Takue MeTOoAbl,
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Kak KOrHUTWMBHO-MOBeJEeHYeCKad Tepanusa, MNpPaKTUKK,
OCHOBaHHble Ha OCO3HaHHOCTW, W Helipodnpbdak, wuc-
MOMb3yOT MNacTUYHOCTb MO3ra, 4Tobbl crnocobcTBoBaTh
MO3UTMBHbIM U3MEHEHWAM B MO3HaHWUW, PETrYIMPOBaHUM
aMouMii 1 nNcuxuyeckom 3popoBbe. BospelicTBya Ha KoH-
KpEeTHble HelipOHHble Lenu U cnocobcTByA afanTUBHbIM
U3MEHEHUAM, 3T MeToAbl NMpefnaratoT NoTeHUManbHble
BO3MOMHOCTU AnA ynydweHua bnarononyumna. Coumanb-
HOe BNVAHUE, eLLE OJMH BaKHEMLLUUIA acneKkT, oKasblBa-
€T 3HauMTeNbHOE BO3AENCTBUE HA HEPONNacTMYHOCTb U
6narononyuune. CouuanbHble B3aMMOLENCTBNA, CETU NOf-
JEPKKN U CUCTEMbI COLMANbHOM NOAAEPHKN (DOPMUPYIOT
MNacTMYHOCTb MO3ra C MOMOLLLbIO TaKUX MEXaHW3MOB, Kak
counanbHoe obyyeHne, aMOLMOHaNbHOE 3apaXeHne U Mo-
JYNALWA CTPECCOBbIX peakuuii. [loHnmaHWe B3auMocBA3n
MeX Ay couManbHbIM BIUAHUEM U HeliponnacTUYHOCTbIO
MOMET MOC/Y¥UTb OCHOBOW AJ1A MPUHATUA Mep, Crocob-
CTBYIOLLMX Pa3sBUTUIO COLMANbHbIX CBA3EN U MOALEPHKU
InAa ynyywenusa bnarononyuua. Kpome Toro, Bcé 6onb-
Llee BHMMAHWE MPUBEKAET HOBAaA POfb MCUXOAENNKOB
B pa3BWUTUK HeliponnacTuyHocTn u bnarononyuma. Bbino
YCTaHOBMIEHO, YTO NCUXOAENNYECKME BELLLECTBA, TaKNe Kak

ouaTunamug, nusepruHosoii kucnotbl (JIC), ncunounbux
u gumetuntpuntamuH ([IMT), Bbi3biBatoT rnybokue nsme-
HEHWA B CO3HAHUM U CTUMYNUPYHOT HeliponnacTuyeckue
coBWIM. DTW BellecTBa MOryT obnajatb YHUKanbHbIM
TepaneBTUYECKMM MOTEHLMANOM [JIA NIEYEHUA MCUXMYE-
CKkux 3abonesaHuii, crnocobCTBYA HeliponnacTU4YHOCTH,
paspyLuas yKOPEHVBLUMECA MOLENU MbILLEHUA U MoBe-
AeHnA 1 obneryaa TepanesTUYeckoe npospexune. B uenom
HaCTOALLMIA COBPEMEHHDbI aHanu3 nofyepKMBaeT 3Hauu-
TenbHoe BNUAHWE HeliponnacTUyHocTK Ha bnarononyune.
[MoHMMaHWe MexaHU3MOB HeliponnacTMYHOCTU, UCMOb30-
BaHWe TepaneBTUYECKUX BMELLATENbCTB, UCMONb3YHOLLUX
€€ noteHuMan, NpM3HaHUEe BAUAHWA COLMaNbHbIX DaKkTo-
POB W U3yYeHWE PONU MCUXOAENMKOB MO3BOMAOT MOMY-
YUTb LLEHHble CBEAEHUA O MOBbILIEHUWN bnarononyyua u
YKpenieHun ncuxuyeckoro 3poposbA. [lanbHeliine uc-
CNnefoBaHVA B 3TOM HanpaB/ieHun obellatoT paspaboTatb
MHHOBALLMOHHbIE MOAXOAbI K MoAAepMKe bnarononyyus u
YAYYLLEHWIO KaYeCcTBa MU3HU.

Knro4esblie cnosa: HeliponnacmuyHocms, mepanes-
muyeckoe 3HadeHue, NCUxo0efnuKku, coyuanbHble B/UsA-
Hus, 6nazononyyue




