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Introducere. Tiroidita granulomatoasa subacuta (TGS) /
Tiroidita De Quervain este o afectiune inflamatorie autolim-
itata a glandei tiroide, caracterizata prin durere, hipertiroid-
ism tranzitoriu si o elevare a markerilor inflamatori. Mai
multe infectii virale (gripa, COVID-19, virusul Epstein-Barr,
citomegalovirus, hepatita E, virusul oreionului etc.) au fost
asociate cu dezvoltarea TGS. Desi cunoscuta inca din 1895,
patogeneza acestei afectiuni nu este in totalitate elucidatg,
insad se considera ca implica mecanisme moleculare com-
plexe, ce provoaca alterarea integritatii celulelor tiroid-
iene. Scopul lucrarii. Elucidarea mecanismelor moleculare
care stau la baza deteriorarii celulelor tiroidiene in TGS,
evidentiind rolul citokinelor, celulelor imune si a cdilor de
semnalizare apoptotice. Material si metode. Sinteza a liter-
aturii de specialitate (47 de studii stiintifice si 11 studii de
caz) identificate In bazele de date: PubMed, Google Scholar,
Medline, WebScience si publicate in ultimii 10 ani. Rezul-
tate. Rezultatele indica faptul ca citokinele pro-inflamatorii,
precum IL-6, TNF-a si IL-1f3, au un rol pivotal in medierea
inflamatiei si periclitarea structurii tirocitelor. Tiroida este
infiltrata de celule imune, inclusiv macrofage si limfocite T,
exacerband raspunsul inflamator. Caile apoptotice, In spe-
cial cele implicand semnalizarea Fas/FasL, se considera ca
influenteaza apoptoza celulelor tiroidiene. Aditional, a fost
identificatd o asociere dintre stresul oxidativ, disfunctia
mitocondriald si afectarea celulard si inflamatia in TGS.
Concluzii. Intelegerea mecanismelor moleculare ale deteri-
orarii celulelor tiroidiene in TGS releva tinte terapeutice po-
tentiale de atenuare a inflamatiei, oferind loc interventiilor
tintite pentru a modula activitatea citokinelor, infiltrarea
celulelor imune si cdilor apoptotice, cu scopul imbunatatirii
starii pacientilor. Cuvinte-cheie: Tiroidita de Quervain, me-
canisme moleculare, citokine, celule imune.
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Background. Subacute granulomatous thyroiditis (SGT)
/ De Quervain’s thyroiditis is a self-limiting inflammatory
condition of the thyroid gland, characterized by pain, tran-
sient hyperthyroidism, and elevated inflammatory markers.
Several viral infections (influenza, COVID-19, Epstein-Barr
virus, cytomegalovirus, hepatitis E, mumps virus, etc.) have
been associated with the development of SGT. Although
known since 1895, the pathogenesis of this condition is not
fully elucidated, but it is believed to involve complex molec-
ular mechanisms that cause thyroid cell damage. Objective
of the study. To elucidate the molecular mechanisms un-
derlying thyroid cell damage in SGT, highlighting the roles
of cytokines, immune cells, and apoptotic signaling path-
ways. Material and methods. A synthesis of specialized
literature (47 scientific studies and 11 case reports) was
identified from databases such as PubMed, Google Scholar,
Medline, and Web of Science, and published in the last 10
years. Results. The findings indicate that pro-inflamma-
tory cytokines, such as IL-6, TNF-a, and IL-1, play a cru-
cial role in mediating inflammation and compromising the
structure of thyrocytes. The thyroid gland is infiltrated by
immune cells, including macrophages and T lymphocytes,
exacerbating the inflammatory response. Apoptotic path-
ways, particularly those involving Fas/FasL signaling, are
believed to influence thyroid cell apoptosis. Additionally, an
association was identified between oxidative stress, mito-
chondrial dysfunction, cellular damage and inflammation.
Conclusions. Understanding the molecular mechanisms of
thyroid cell damage in SGT reveals potential therapeutic tar-
gets for mitigating inflammation, providing a basis for tar-
geted interventions to modulate cytokine activity, immune
cell infiltration, and apoptotic pathways to improve patient
outcomes. Keywords: De Quervain’s thyroiditis, molecular
mechanisms, cytokines, immune cells.



