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Summary

Introduction: Atopic dermatitis (AD) is a chronic
inflammatory skin disorder with a multifactorial etiology
involving genetic, immunological, and environmental
factors. In recent years, increasing evidence has pointed to
an association between AD and autoimmune diseases,
particularly autoimmune thyroid disease (ATD).

Discussion: The imbalance between Th1 and Th2
immune responses, shared cytokine pathways, and the
presence of IgE autoantibodies provide a mechanistic
explanation for the overlap between AD and ATD. Clinical
studies and meta-analyses have reported a higher pre-
valence of thyroid autoimmunity among AD patients,
especially in children and young adults. This interplay
suggests that early atopy may act as a risk factor for later
autoimmune diseases, and that AD should be regarded not
only as an allergic disorder but also as part of a broader
immunological context.

Conclusions: A significant correlation exists between
AD and ATD, supporting the role of thyroid screening in
selected subgroups of patients with atopic dermatitis.
Further large-scale studies are warranted to clarify the
causal relationship and to develop personalized mana-
gement strategies.

Keywords: atopic dermatitis, autoimmune thyroi-
ditis, clinical and immunological correlations.

Rezumat

Introducere: Dermatita atopicã (DA) este o afecþiune
inflamatorie cronicã a pielii, cu etiologie multifactorialã ce
include factori genetici, imunologici ºi de mediu. În ultimii
ani, au fost raportate tot mai frecvent asocieri între DA ºi
diverse boli autoimune, în special tiroidita autoimunã
(ATD).

Discuþii: Dereglarea echilibrului imun între rãspun-
surile Th1 ºi Th2, secreþia de citokine comune ºi prezenþa
autoanticorpilor IgE explicã parþial suprapunerea dintre
DA ºi ATD. Studii clinice ºi meta-analize au evidenþiat o
prevalenþã crescutã a autoimunitãþii tiroidiene la pacienþii
cu DA, în special la copii ºi tineri. Aceastã interconexiune
sugereazã cã atopia infantilã poate reprezenta un factor de
risc pentru dezvoltarea ulterioarã a bolilor autoimune, iar
DA nu trebuie privitã doar ca o boalã alergicã izolatã, ci ca
parte a unui context imunologic complex.

Concluzii: Existã o corelaþie semnificativã între DA ºi
ATD, ceea ce justificã includerea screeningului tiroidian în
evaluarea anumitor subgrupuri de pacienþi cu DA. Studii
suplimentare pe cohorte extinse sunt necesare pentru a cla-
rifica relaþia cauzalã ºi a permite dezvoltarea unor strategii
de management personalizate.

Cuvinte cheie: dermatita atopica ,tiroidita auto
imuna corelatii clinico imunologice.
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Introducere

Dermatita atopicã este o afecþiune inflama-
torie recurentã a pielii care afecteazã în primul
rând copiii, cu 60% din cazuri diagnosticate în
primii cinci ani de viaþã. Cu toate acestea, poate
debuta ºi la vârsta adultã ºi este mai frecventã la
sexul masculin. Recent, s-a înregistrat o creºtere a
numãrului de pacienþi care solicitã asistenþã
medicalã pentru diferite manifestãri ale derma-
titei atopice. [1]

Anumite forme de dermatitã atopicã sunt
legate de niveluri crescute de anticorpi IgE ca
rãspuns la antigenele alimentare sau de mediu,
precum ºi un istoric personal sau familial de
afecþiuni atopice cum ar fi rinita alergicã sau
astmul. [2] Dermatita atopicã este o afecþiune
complexã care se dezvoltã pe fondul a mai mulþi
factori, inclusiv genetici, epigenetici, de mediu
sau legaþi de dietã. Afecteazã bariera pielii, rãs-
punsurile imune care implicã celule, hiper-
sensibilitatea mediatã de IgE ºi rãspunsul cutanat
la influenþele mediului. Cazurile severe de der-
matitã atopicã sunt asociate cu mutaþii care
determinã pierderea funcþiei genei filagrinei, care
pot duce la pierderi crescute de apã prin piele,
modificãri ale nivelului pH-ului ºi deshidratare.
[3]

Epidermul serveºte ca principalã formã de
apãrare a organismului împotriva factorilor de
mediu, blocând pãtrunderea alergenilor, toxine-
lor, iritanþilor ºi microorganismelor, prevenind de
asemenea ºi pierderea excesivã de apã. În
dermatita atopicã, o afecþiune definitã în esenþã
de o funcþie compromisã a barierei epidermice,
existã o scãdere a producþiei de filagrinã - o pro-
teinã cheie care ajutã la asamblarea filamentului
de keratina - ºi un nivel redus de lipide (cera-
mide), cruciale pentru hidratarea ºi sãnãtatea
pielii. [4] Cercetarea geneticã a evidenþiat
implicarea unor gene precum FLG, care codificã
proteine structurale în epidermã. Studiile recente
ne-au lãrgit înþelegerea prin identificarea muta-
þiilor în genele care regleazã funcþiile acestor
proteine, nu doar pe cele care provoacã modi-
ficãri structurale în bariera epidermicã. [5]

Dermatita atopicã este o afecþiune complexã
în care genele responsabile de sistemul imunitar
joacã un rol crucial. Aceste gene, inclusiv cele
care codificã interleukine (cum ar fi IL-4 ºi IL-13)

Introduction

Atopic dermatitis is a recurrent inflammatory
skin condition that primarily affects children,
with 60% of cases diagnosed within the first five
years of life. However, it can also begin in
adulthood and is more common in males.
Recently, there has been an increase in the
number of patients seeking medical attention for
various symptoms of atopic dermatitis. [1]

Certain forms of atopic dermatitis are linked
to elevated IgE antibody levels in response to
food or environmental antigens, as well as a
personal or family history of atopic conditions
like allergic rhinitis or asthma. [2] Atopic derma-
titis is a complex condition with various causes,
including genetics, epigenetics, environment,
and diet. It affects the skin barrier, immune res-
ponses involving cells, IgE-mediated hyper-
sensitivity, and environmental influences. Severe
cases of atopic dermatitis are associated with
loss-of-function mutations in the filaggrin gene,
which may lead to increased water loss through
the skin, changes in pH levels, and dehydration.
[3]

The epidermis serves as the body’s primary
defense against environmental factors, blocking
allergens, toxins, irritants, and microorganisms
from entering while also preventing excessive
water loss. In atopic dermatitis, a condition
marked by compromised epidermal barrier
function, there’s a decrease in filaggrin pro-
duction - a key protein aiding keratin filament
assembly - and a reduced level of ceramide lipids,
crucial for skin hydration and health. [4]

Genetic research has pinpointed the
involvement of genes like FLG, which encode
structural proteins in the epidermis. Recent
studies have broadened our understanding by
identifying mutations in genes regulating these
proteins’ functions, not just those causing
structural alterations in the epidermal barrier. [5]

Atopic dermatitis is a complex condition
where genes responsible for the immune system
play a crucial role. These genes, including those
encoding interleukins (such as IL-4 and IL-13)
and cytokines (like RANTES-CCL5 and eotaxin-1
produced by the CCL11 gene), are essential for
regulating immune responses. Mutations in these
genes can lead to an exaggerated reaction by Th2
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ºi citokine (cum ar fi RANTES-CCL5 ºi eotaxina-
1 produse de gena CCL11), sunt esenþiale pentru
reglarea rãspunsurilor imune. Mutaþiile acestor
gene pot duce la o reacþie exageratã a limfocitelor
Th2, contribuind la inflamaþia observatã în
dermatita atopicã. [6] Aceste modificãri ale siste-
mului imunitar nu se limiteazã la zonele afectate,
ci pot afecta ºi pielea sãnãtoasã, fãcând-o mai
sensibilã la factorii declanºatori ai mediului.
Aceastã sensibilitate crescutã poate agrava
simptomele sau chiar poate declanºa exacerbãri
ale dermatitei atopice. Înþelegerea acestei dina-
mici a sistemului imunitar este crucialã pentru
dezvoltarea strategiilor eficiente de tratament
pentru gestionarea acestei afecþiuni. [7]

Au fost identificate variaþii genetice supli-
mentare care ar putea perturba funcþia naturalã
de barierã a pielii, ducând la exacerbãri ale der-
matitei atopice. Dezechilibrul dintre citokinele
Th2 ºi Th1 observat în dermatita atopicã poate
perturba rãspunsurile imune mediate de celule ºi
poate declanºa hipersensibilitatea mediatã de
IgE, ambele par sã contribuie la dezvoltarea
afecþiunii. În patologia dermatitei atopice, pre-
zenþa a douã elemente caracteristice are o im-
portanþã semnificativã: leziunile de grataj ºi
pruritul asociat. Pacienþii cu dermatitã atopicã
prezintã o susceptibilitate distinctã la colonizare
sau infecþie cu organisme microbiene, în special
Staphylococcus aureus, Malassezia spp. ºi virusul
herpes simplex. [8]

Factorii de risc majori implicaþi în apariþia
dermatitei atopice includ prezenþa unui istoric
familial de atopie ºi afectarea funcþiei de barierã
epidermicã, cauzatã de mutaþiile genetice
menþionate. Alþi factori de risc includ condiþiile
socioeconomice, igiena excesivã în primele luni
de viaþã, poluarea, clima, dieta, apa dura ºi
obezitatea. [9]

Tabloul clinic poate varia foarte mult în
funcþie de vârsta pacientului ºi de progresia ºi
severitatea afecþiunii. Pruritul ºi uscãciunea pielii
sunt caracteristici clinice comune. Eczema acutã
se caracterizeazã prin mâncãrimi intense, papule
ºi vezicule roºii cu margini neclare, adesea
însoþite de exsudaþie ºi formare de crustã.
Leziunile ulterioare sau cronice se manifestã de
obicei ca papule roºii fãrã exudare. În timp,
leziunile cronice pot duce la îngroºarea pielii ºi la
dezvoltarea fisurilor. Nu este neobiºnuit ca

lymphocytes, contributing to the inflammation
seen in atopic dermatitis. [6] These immune
system changes are not confined to affected areas
but can also affect healthy skin, making it more
sensitive to environmental triggers. This
heightened sensitivity can worsen symptoms or
even trigger flare-ups of atopic dermatitis.
Understanding these immune system dynamics
is crucial for developing effective treatment
strategies for managing this condition. [7]

Additional genetic variations have been
identified that might disrupt the skin’s natural
barrier function, leading to the expression of
atopic dermatitis. The imbalance between Th2
and Th1 cytokines observed in atopic dermatitis
can disrupt cell-mediated immune responses and
trigger IgE-mediated hypersensitivity, both of
which seem to contribute to the condition’s
development. In the pathology of atopic
dermatitis, the presence of two characteristic
elements holds significant importance: scratch
lesions and the accompanying itch. Patients with
atopic dermatitis exhibit a distinct susceptibility
to colonization or infection by microbial
organisms, particularly Staphylococcus aureus,
Malassezia spp., and the herpes simplex virus. [8]

The major risk factors involved in the onset of
atopic dermatitis include the presence of a family
history of atopy and the impairment of the
epidermal barrier function, caused by the
mentioned genetic mutations. Other risk factors
include socioeconomic conditions, excessive
hygiene in the first months of life, pollution,
climate, diet, hard water, and obesity. [9]

The clinical scenario can vary greatly
depending on the patient’s age and the
progression and severity of the condition.
Itchiness and dryness of the skin are common
clinical features. Acute eczema is characterized
by intensely itchy, red papules and vesicles with
unclear borders, often accompanied by exudation
and crust formation. Subsequent or chronic
lesions typically manifest as red papules without
exudation. Over time, chronic lesions may lead to
thickening of the skin and the development of
fissures. It’s not uncommon for patients to have
lesions in different stages simultaneously. [10]

DermatoVenerol. (Buc.), 70(3): 197-206
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pacienþii sã aibã leziuni în diferite stadii simultan.
[10]

La sugari, dermatita atopicã se manifestã în
mod obiºnuit ca leziuni roºii, papulare sau
papulo-veziculoase pe obraji, frunte sau scalp,
adesea cu prurit semnificativ. La copiii mici,
afecþiunea apare ca leziuni fine, solzoase,
lichenificate pe zonele de flexie ale membrelor
superioare, feþei sau gâtului. La adolescenþi ºi
adulþi, se caracterizeazã prin leziuni scuamoase
cu prurit intens, întâlnite de obicei în zonele de
flexie ale braþelor ºi picioarelor, precum ºi ale
feþei sau gâtului. [11]

Diagnosticul se bazeazã pe caracteristicile
clinice ºi pe criteriile Hanifin ºi Rajka, care
necesitã îndeplinirea a cel puþin 3 din 4 criterii
majore ºi 3 din 19 criterii minore. [12]

Dermatita atopicã trebuie diferenþiatã de alte
afecþiuni, cum ar fi dermatita seboreicã la sugari
ºi adulþi, dermatita de contact, eczema numularã,
psoriazisul, ihtioza ºi scabia. Este esenþial sã ne
amintim cã dermatita atopicã coexistã adesea cu
alte tulburãri dermatologice. Cercetãrile au
sugerat, de asemenea, o posibilã legãturã între
dermatita atopicã ºi limfomul cu celule T. [13]

Pacienþii cu dermatitã atopicã prezintã
frecvent o varietate de comorbiditãþi, inclusiv alte
afecþiuni atopice (astm, rinitã, keratocon-
junctivitã, alergii alimentare), ihtiozã, obezitate,
sindrom metabolic, boli cardiovasculare, anemie
microcitarã, deficit de atenþie, anxietate, depresie
ºi alte boli autoimune. [14]

Scopul tratamentului este de a menþine pielea
hidratatã, de a controla senzaþia de prurit, de a
folosi agenþi antiinflamatori topici ºi de a trata
infecþiile. Alegerea tratamentului depinde de
severitatea leziunilor ºi de impactul acesteia
asupra calitãþii vieþii pacientului ºi a familiei
acestora. Opþiunile de tratament includ:

1. Tratamente topice: utilizarea de emolienþi,
corticosteroizi sau inhibitori topici ai
calcineurinei.

2. Fototerapie
3. Tratamente sistemice convenþionale:

acestea sunt utilizate cu prudenþã din
cauza toxicitãþii lor ºi pot include
ciclosporinã, corticosteroizi sistemici,
metotrexat off-label sau azatioprinã off-
label.

In infants, atopic dermatitis typically
manifests as red, papular, or papulovesicular
lesions on the cheeks, forehead, or scalp, often
with significant itching.

In young children, the condition appears as
fine, scaly, lichenified lesions on the flexural areas
of the upper limbs, face, or neck. In adolescents
and adults, it is characterized by scaly lesions
with intense itching, usually found in the flexural
areas of the arms and legs, as well as the face or
neck. [11] The diagnosis is based on clinical
features and the Hanifin and Rajka criteria, which
require at least 3 out of 4 major criteria and 3 out
of 19 minor criteria to be met. [12]

Atopic dermatitis must be differentiated from
other conditions such as seborrheic dermatitis in
infants and adults, contact dermatitis, nummular
eczema, psoriasis, ichthyosis, and scabies. It’s
crucial to remember that atopic dermatitis often
coexists with other dermatological disorders.
Research has also suggested a possible link
between atopic dermatitis and T-cell lymphoma.
[13] Patients with atopic dermatitis frequently
experience a variety of comorbidities, including
other atopic conditions (asthma, rhinitis,
keratoconjunctivitis, food allergies), ichthyosis,
obesity, metabolic syndrome, cardiovascular
diseases, microcytic anemia, attention deficit,
anxiety, depression, and other autoimmune
diseases. [14]

The goal of treatment is to keep the skin
hydrated, control itching, use topical anti-
inflammatory agents, and treat infections. The
choice of treatment depends on the severity of
atopic dermatitis and its impact on the patient’s
and their family’s quality of life. Treatment
options include:

1. Topical Treatments: Use of emollients,
corticosteroids, or topical calcineurin
inhibitors.

2. Phototherapy
3. Conventional Systemic Treatments: These

are used with caution due to their toxicity
and may include cyclosporine, systemic
corticosteroids, off-label methotrexate, or
off-label azathioprine.
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4. Terapii biologice: cum ar fi dupilumab,
tralokinumab, nemolizumab ºi lebriki-
zumab.

5. Inhibitori JAK: inclusiv baricitinib, upa-
dacitinib ºi abrocitinib. [15]

Relaþia dintre dermatita atopicã ºi tiroidita
autoimunã

Descoperirile recente din studiile de cohortã
ºi meta-analize pun în luminã rolul pivot al
celulelor Th2 în patogeneza dermatitei atopice
(AD). Niveluri crescute de citokine Th2, cum ar fi
IL-4 ºi IL-13, au fost observate în pielea
pacienþilor cu AD precoce cu leziuni, unde, de
asemenea, reduc expresia filagrinei, o proteinã
cheie în funcþia de barierã a pielii. În timp ce AD
a fost mult timp asociatã cu afecþiunile atopice,
existã o recunoaºtere tot mai mare a conexiunii
sale cu diferite afecþiuni non-atopice, inclusiv
tulburãri autoimune mediate de celulele Th1. [16]

Aceste afecþiuni autoimune, cum ar fi
tulburãrile autoimune ale tiroidei, boala Crohn,
colita ulceroasã, boala celiacã, alopecia areata,
vitiligo, anumite tipuri de cancer, bolile cardio-
vasculare, infecþiile ºi tulburãrile neuro-
psihiatrice, sugereazã o interacþiune imunologicã
mai largã care stã la baza AD. Se presupune cã
dereglarea imunã declanºatã de infecþii sau de
expunerea la antigene reactive încruciºate poate
induce un rãspuns Th1, care conduc cãtre infla-
maþie ºi autoimunitate, contribuind la debutul
sau exacerbarea AD. [17]

Mai mult, implicarea autoimunitãþii mediate
de IgE adaugã un alt strat înþelegerii noastre.
Autoanticorpii împotriva antigenilor auto-legaþi,
detectaþi în AD ºi în alte afecþiuni precum urti-
caria cronicã spontanã ºi boala Grave, evi-
denþiazã interacþiunea complexã dintre sistemul
imunitar ºi tulburãrile inflamatorii. [18] Aceste
perspective nu numai cã ne aprofundeazã înþele-
gerea patogenezei AD, dar subliniazã ºi nece-
sitatea de a lua în considerare atât factorii atopici,
cât ºi cei non-atopici în gestionarea acesteia.
Cercetãrile ulterioare asupra acestor mecanisme
imunologice promit sã dezvãluie noi cãi
terapeutice pentru AD ºi afecþiunile conexe. [19]

Atopia ºi autoimunitatea sunt ambele
rezultate potenþiale ale dereglãrii sistemului
imunitar. Incidenþa bolilor autoimune a crescut în

4. Biologic Therapies: Such as dupilumab,
tralokinumab, nemolizumab, and lebri-
kizumab.

5. JAK Inhibitors: Including baricitinib,
upadacitinib, and abrocitinib. [15]

The relationship between atopic
dermatitis and autoimmune thyroiditis

The recent findings from cohort studies and
meta-analyses shed light on the pivotal role of
Th2 cells in atopic dermatitis (AD) pathogenesis.
Elevated levels of Th2 cytokines, such as IL-4 and
IL-13, have been observed in the skin of early
lesional AD patients, where they also down-
regulate filaggrin expression, a key protein in
skin barrier function. While AD has long been
associated with atopic conditions, there’s a
growing recognition of its connection to various
non-atopic conditions, including autoimmune
disorders mediated by Th1 cells. [16]

These autoimmune conditions, such as
autoimmune thyroid disorders, Crohn’s disease,
ulcerative colitis, coeliac disease, alopecia areata,
vitiligo, certain cancers, cardiovascular diseases,
infections, and neuropsychiatric disorders,
suggest a broader immunological interplay
underlying AD. It’s proposed that immune
dysregulation triggered by infections or exposure
to cross-reactive antigens may induce a Th1
response, leading to inflammation and auto-
immunity, contributing to the onset or exacerba-
tion of AD. [17]

Moreover, the involvement of IgE-mediated
autoimmunity adds another layer to our under-
standing. Auto-antibodies against self-binding
antigens, detected in AD and other conditions
like chronic spontaneous urticaria and Grave’s
disease, highlight the complex interplay between
the immune system and inflammatory disorders.
[18]

These insights not only deepen our under-
standing of AD’s pathogenesis but also under-
score the need to consider both atopic and non-
atopic factors in its management. Further
research into these immunological mechanisms
promises to unveil novel therapeutic avenues for
AD and related conditions. [19]

Atopy and autoimmunity are both potential
outcomes of immune system dysregulation. The
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ultimele decenii ºi, în timp ce cauzele lor sunt
multiple, un model acceptat în mod obiºnuit
sugereazã cã dereglarea imunã, declanºatã de
infecþie sau de expunerea prelungitã la anumiþi
antigeni, iniþiazã un rãspuns T helper (Th) 1.
Acest rãspuns duce apoi la creºterea inflamaþiei ºi
la dezvoltarea afecþiunilor autoimune. [20]

Conform conceptului de contrareglare
reciprocã între celulele Th1 ºi Th2, se prevede cã
bolile autoimune conduse de Th1 ºi afecþiunile
alergice mediate de Th2 ar apãrea de obicei în
populaþii separate de pacienþi, cu o suprapunere
redusã. [21] Acest lucru sugereazã o divizare
imunologicã distinctã, în care indivizii pot avea o
predispoziþie cãtre un tip de rãspuns imun sau
altul, influenþând potenþial apariþia ºi progresia
unor tulburãri specifice legate de imun. [22]

Studii recente au evidenþiat noi subseturi de
limfocite, inclusiv celule Th17, precum ºi factori
solubili precum IL-9 ºi celulele T reglatoare (T
reg), ca elemente comune între condiþiile atopice
ºi autoimune. Existã dovezi care sugereazã cã
atopia infantilã creºte probabilitatea de a
dezvolta tulburãri autoimune, implicând cãile
imune comune între aceste afecþiuni. Acest lucru
explicã parþial prevalenþa crescutã sau
coexistenþa atât a bolilor atopice, cât ºi a bolilor
autoimune. [23]

Glanda tiroidã se remarcã drept organul cel
mai frecvent vizat de bolile autoimune. Feno-
menele autoimune, în special autoimunitatea
tiroidianã, au arãtat frecvent legãturi cu alte
afecþiuni autoimune, cum ar fi urticaria cronicã
atât la adulþi, cât ºi la copii. [24]

Cercetãrile de specialitate sugereazã cã
sistemul imunitar înnãscut ar putea influenþa
inflamaþia alergicã, cu diferite tipuri de celule,
cum ar fi celulele epiteliale, celulele dendritice,
celulele natural killer ºi mastocitele care pot regla
rãspunsurile alergice. În plus, existã o sugestie de
interacþiune între alergiile mediate de Th2 ºi
rãspunsurile la inflamaþie mediate de Th1. [25]

Rãspunsul imun celular adaptiv este clasificat
pe scarã largã în douã direcþii polarizate.
Rãspunsurile de tip 1, ghidate de celulele T Th1
CD4+ ºi caracterizate prin interferonul citokinei
(IFN)-gamma, sunt considerate protectoare
împotriva agenþilor patogeni intracelulari. Cu
toate acestea, ele au fost, de asemenea, implicate
în debutul bolilor autoimune, cum ar fi boala

incidence of autoimmune diseases has risen in
recent decades, and while their causes are
multifaceted, a commonly accepted model
suggests that immune dysregulation, triggered
by infection or prolonged exposure to certain
antigens, initiates a T helper (Th) 1 response. This
response then leads to increasing inflammation
and the development of autoimmune conditions.
[20]

According to the concept of reciprocal
counter-regulation between Th1 and Th2 cells, it
is predicted that Th1-driven autoimmune
diseases and Th2-mediated allergic conditions
would typically occur in separate patient
populations, with little overlap. [21] This
suggests a distinct immunological divide, where
individuals may have a predisposition towards
one type of immune response or the other,
potentially influencing the onset and progression
of specific immune-related disorders. [22]

Recent studies have highlighted new
lymphocyte subsets, including Th17 cells, as well
as soluble factors like IL-9 and regulatory T cells
(T reg), as shared elements between atopic and
autoimmune conditions. There’s evidence
suggesting that infantile atopy heightens the
likelihood of developing autoimmune disorders,
implying shared immune pathways between
these conditions. This partially explains the
increased prevalence or coexistence of both
atopic and autoimmune diseases. [23]

The thyroid gland stands out as the organ
most frequently targeted by autoimmune
disorders. Autoimmune phenomena, particularly
thyroid autoimmunity, have frequently shown
links to other autoimmune conditions, like
chronic urticaria in both adults and children. [24]

The research proposes that the innate
immune system might influence allergic
inflammation, with various cell types such as
epithelial cells, dendritic cells, natural killer
lymphocytes, and mast cells potentially
regulating allergic responses. Additionally,
there’s a suggestion of interaction between Th2-
mediated allergies and Th1-mediated inflam-
mation responses. [25]

The adaptive cellular immune response is
broadly classified into two polarized directions.
Type 1 responses, guided by Th1 CD4+ T cells
and characterized by the signature cytokine
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tiroidianã. Câteva alte tulburãri autoimune, cum
ar fi artrita reumatoidã, artrita reumatoidã
juvenilã, diabetul zaharat insulino-dependent ºi
scleroza multiplã, sunt asociate cu un fenotip
Th1. [26]

Boala tiroidianã autoimunã (ATD) este o
afecþiune cu cauze diverse, care implicã atacul
sistemului imunitar asupra antigenelor
tiroidiene, declanºat atât de susceptibilitatea
geneticã, cât ºi de factorii de mediu. În ATD,
glanda tiroidã se confruntã cu infiltrarea celulelor
T ºi B care reacþioneazã la antigenele tiroidiene,
ducând la producerea de autoanticorpi tiroidieni
specifici ºi o disfuncþie ulterioarã a activitãþii
tiroidiene. [27]

Mai multe studii au evidenþiat o predispoziþie
geneticã în boala tiroidianã autoimunã (ATD),
indicând o componentã ereditarã clarã în care
autoimunitatea tiroidianã tinde sã se grupeze în
cadrul familiilor. În plus, tiroidita cronicã
autoimunã tinde sã atingã apogeul în perioada
timpurie pânã la mijlocul pubertãþii în copilãrie.
[28]

Pe de altã parte, rãspunsurile de tip 2,
orchestrate de celulele T Th2 CD4+ ºi caracte-
rizate prin citokine specifice, cum ar fi
interleukina (IL)-4, IL-5 ºi IL-13, sunt implicate în
dezvoltarea bolilor alergice. Ideea convenþionalã
cã celulele Th1 ºi Th2 se regleazã reciproc
sugereazã cã bolile autoimune determinate de
Th1 ºi bolile alergice mediate de Th2 ar afecta de
obicei diferite grupuri de pacienþi. [29]

Cu toate acestea, observaþiile recente au pus
sub semnul întrebãrii acurateþea acestui cadru
tradiþional Th1/Th2, dezvãluind o înþelegere mai
nuanþatã a mecanismelor imune implicate atât în
apãrarea gazdei, cât ºi în apariþia afecþiunilor
autoimune ºi alergice. Aceastã perspectivã
actualizatã introduce subseturi suplimentare de
limfocite, cum ar fi celulele T Th17, celulele Treg
ºi noi factori solubili, oferind o lentilã proaspãtã
prin care sã explorezi intersecþia tulburãrilor
autoimune ºi alergice. [30]

Mittermann ºi colab. au descoperit cã multe
persoane cu dermatitã atopicã au prezentat
niveluri crescute de autoanticorpi IgE care
vizeazã o gamã largã de proteine umane gãsite în
diferite tipuri de celule ºi þesuturi. În plus, au
observat o legãturã între severitatea afecþiunii ºi
nivelurile acestor autoanticorpi IgE. [31]

interferon (IFN)-gamma, are considered
protective against intracellular pathogens.
However, they have also been implicated in the
onset of autoimmune diseases, such as thyroid
disease. Several other autoimmune disorders,
like rheumatoid arthritis, juvenile rheumatoid
arthritis, insulin-dependent diabetes mellitus,
and multiple sclerosis, are associated with a Th1
phenotype. [26]

Autoimmune thyroid disease (ATD) is a
condition with diverse causes, involving the
immune system’s attack on thyroid antigens,
triggered by both genetic susceptibility and
environmental factors. In ATD, the thyroid gland
experiences infiltration by T and B cells reacting
to thyroid antigens, resulting in the production of
thyroid-specific autoantibodies and subsequent
dysfunction in thyroid activity. [27]

Several studies have highlighted a genetic
predisposition in autoimmune thyroid disease
(ATD), indicating a clear hereditary component
where thyroid autoimmunity tends to cluster
within families. Additionally, chronic auto-
immune thyroiditis tends to peak during early to
mid-puberty in childhood. [28]

On the other hand, type 2 responses,
orchestrated by Th2 CD4+ T cells and
characterized by specific cytokines such as
interleukin (IL)-4, IL-5, and IL-13, are implicated
in the development of allergic diseases. The
conventional idea that Th1 and Th2 cells regulate
each other suggests that autoimmune diseases
driven by Th1 and allergic diseases mediated by
Th2 would typically affect different patient
groups. [29] However, recent observations have
questioned the accuracy of this traditional
Th1/Th2 framework, revealing a more nuanced
understanding of the immune mechanisms
involved in both host defense and the onset of
autoimmune and allergic conditions. This
updated perspective introduces additional
lymphocyte subsets like Th17 T cells, Treg cells,
and new soluble factors, providing a fresh lens
through which to explore the intersection of
autoimmune and allergic disorders. [30]

Mittermann et al. found that many
individuals with atopic dermatitis displayed
heightened levels of IgE autoantibodies targeting
a wide range of human proteins found in various
cell and tissue types. Additionally, they noted a
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Mai multe studii au observat o incidenþã
crescutã a bolii tiroidiene autoimune (ATD) la
persoanele cu tulburãri alergice. De exemplu,
Pedullá et al. a demonstrat o prevalenþã crescutã
a autoimunitãþii tiroidiene în rândul copiilor
diagnosticaþi cu dermatitã atopicã (DA), subli-
niind o corelaþie semnificativã între AD ºi auto-
imunitatea tiroidianã la populaþiile pediatrice.
Mai mult, Pedullá et al. a dezvãluit cã frecvenþa
autoimunitãþii tiroidiene a fost semnificativ mai
mare la copiii cu AD mediatã de IgE, comparativ
cu cei cu AD non-IgE, sugerând cã atât atopia, cât
ºi autoimunitatea tiroidianã ar putea proveni din
dereglarea imunã. [32]

Concluzii

În concluzie, existã o corelaþie notabilã între
dermatita atopicã (DA) ºi disfuncþia tiroidianã la
adulþi. Mai mult, anumite subgrupuri, cum ar fi
adulþii mai tineri ºi bãrbaþii cu AD, se pot
confrunta cu un risc crescut de a dezvolta
tulburãri tiroidiene. Legãtura dintre AD ºi boala
tiroidianã poate proveni din dereglarea imunã ºi
cãile comune ale citokinelor prezente în ambele
condiþii. Investigaþii suplimentare privind aso-
cierea dintre AD ºi boala tiroidianã în populaþii
mari ºi diverse de copii ºi adulþi sunt justificate
pentru a determina dacã existã o relaþie cauzalã.
Astfel de descoperiri ar ajuta foarte mult la îmbu-
nãtãþirea evaluãrii clinice ºi a managementului
pacienþilor în viitor.

connection between the severity of the condition
and the levels of these IgE autoantibodies. [31]

Multiple studies have observed a heightened
incidence of autoimmune thyroid disease (ATD)
in individuals with allergic disorders. For
instance, Pedullá et al. demonstrated an
increased prevalence of thyroid autoimmunity
among children diagnosed with atopic dermatitis
(AD), emphasizing a significant correlation
between AD and thyroid autoimmunity in
pediatric populations. Furthermore, Pedullá et al.
revealed that the frequency of thyroid auto-
immunity was significantly higher in children
with IgE-mediated AD compared to those with
non-IgE-mediated AD, suggesting that both
atopy and thyroid autoimmunity could stem
from immune dysregulation. [32]

Conclusions

In conclusion, there exists a notable
correlation between atopic dermatitis (AD) and
thyroid dysfunction among adults. Moreover,
specific subgroups, such as younger adults and
males with AD, may face an elevated risk of
developing thyroid disorders. The link between
AD and thyroid disease may stem from immune
dysregulation and shared cytokine pathways
present in both conditions. Further investigation
into the association between AD and thyroid
disease in large, diverse populations of children
and adults is warranted to determine if a causal
relationship exists. Such findings would greatly
aid in improving the clinical assessment and
management of patients in the future.
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