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Introducere. Tiroidita Hashimoto (TH) este una dintre
cele mai frecvente boli autoimune ale sistemului endocrin
si se caracterizeaza prin distrugerea celulelor tiroidiene de
catre anticorpii proprii . Pana in prezent, a fost identificata
o relatie intre TH si polimorfismele implicate in raspunsul
imun. Scop. Acest studiu isi propune sa evidentieze rolul
polimorfismelor genetice in disreglarea cailor imune mo-
leculare, contribuind la dezvoltarea si evolutia tiroiditei
Hashimoto. Material si metode. Studiul se bazeaza pe
analiza a 16 surse bibliografice selectate din bazele de date
PubMed, Oxford Academic, Medline si Scopus, publicate
in perioada 2014 - 2024. Revizuirea literaturii stiintifice a
fost realizata conform urmatoarelor cuvinte-cheie: tiroidita
Hashimoto, mecanisme moleculare ale tiroiditei autoimune,
polimorfisme genetice. Rezultate. Tiroidita Hashimoto (HT)
este insotita de activarea celulelor T helper (Th1/Th17), ac-
tivitate redusa a celulelor T reglatoare (Treg) si producerea
de anticorpi impotriva peroxidazei tiroidiene (TPOAb) si
tireoglobulinei (TgAb). Aceste procese imune sunt mod-
ulate de polimorfisme in genele antigenului limfocitar T
citotoxic-4 (CTLA-4) si antigenului leucocitar uman clasa
I (HLA-II), care regleaza toleranta imuna. Polimorfismele
CTLA-4 si HLA-II modifica reglarea celulelor Th1/Th17 si
Treg, favorizand raspunsul autoimun in TH. Polimorfismul
CTLA-4 (+49A/G) contribuie cel mai multla dezvoltarea TH,
urmat de HLA-DB103. Concluzii. Polimorfismele genelor
CTLA-4 si HLA-II sunt cei mai frecventi triggeri moleculari,
implicati in caile imune, care deregleaza toleranta imuno-
logica si initiaza patogeneza raspunsului autoimun. Aceste
Polimorfismele altereaza reglarea moleculara Th1/Th17 si
Treg, favorizand raspunsul autoimun in TH. Cuvinte-cheie:
Hashimoto, HLA, CTLA-4, polimorfisme genetice, endocri-
nologie.
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Introduction. Hashimoto’s thyroiditis (HT) is one of the
most common autoimmune disorders of the endocrine sys-
tem and is characterized by the destruction of thyroid cells
by its own antibodies. To date, a relationship has been iden-
tified between HT and genetic polymorphisms which were
involved in the immune response. Objective. This study
aims to highlight the role of genetic polymorphisms in the
dysregulation of molecular immune pathways, contributing
to the development and progression of Hashimoto’s thy-
roiditis. Material and methods. This study is based on the
analysis of 16 scholarly sources from the PubMed, Oxford
Academic, Medline, and Scopus databases, published be-
tween 2014 and 2024. The research of scientific literature
was done according to the following key words Hashimoto’s
thyroiditis, molecular mechanisms of autoimmune thyroid-
itis, genetic polymorphisms. Results. Hashimoto’s thyroid-
itis (HT) is accompanied by activation of T helper cells (Th1/
Th17), reduced activity of T regulatory cells (Treg), and pro-
duction of antibodies against thyroid peroxidase (TPOAb)
and thyroglobulin (TgAb). These immune processes are
modulated by polymorphisms in the cytotoxic T-lympho-
cyte antigen-4 (CTLA-4) and human leukocyte antigen class
I1 genes (HLA-II), which regulate immune tolerance. CTLA-
4 and HLA-II polymorphisms alter the regulation of Th1/
Th17 and Treg cells, favoring the autoimmune response in
HT. The CTLA-4 (+49A/G) polymorphism contributes most
to HT development, followed by HLA-DB103. Conclusion.
Polymorphisms of the CTLA-4 and HLA-II genes are the
most frequent molecular triggers, involved in immune path-
ways, which deregulate immunological tolerance and initi-
ate the autoimmune response. These polymorphisms alter
the regulation of Th1/Th17 and Treg, favoring the autoim-
mune response in TH. Keywords: Hashimoto, HLA, CTLA-4,
genetic polymorphisms, endocrinology.



