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Introducere. Artrita reumatoida (AR) este o boala inflama-
torie cronica autoimuna caracterizata prin inflamatia sino-
viala si distrugerea articulatiilor. Implicarea limfocitelor B
(LB) in patogeneza AR a fost esentiala, datorita productiei
de autoanticorpi (AAC) si mentinerii raspunsului imun in
articulatiile afectate. Scopul lucrarii. Analiza in profunzi-
me a mecanismelor prin care LB au contribuit la patogeneza
AR, cu accent pe activarea, diferentierea si functionalitatea
acestor celule si interactiunile cu alte celule implicate 1n in-
flamatie Material si metode. A fost efectuata o revizuire
exhaustiva a literaturii stiintifice relevante, inclusiv studii
experimentale si clinice, care au investigat implicarea LB in
AR. S-au examinat mecanismele moleculare si celulare prin
care LB au influentat inflamatia sinoviald si distrugerea
articulara in AR. Rezultate. Activarea LB in sinoviu a fost
declansata de interactiunea cu antigene si de semnalele ce-
lulare provenite de la celulele T helper.Aceste celule activate
au suferit diferentiere, generand celule B plasmatice care
au secretat AAC-factorul reumatoid si anticorpii anti-peptid
ciclic citrulinat. AAC circulanti au reprezentat un marker cli-
nic important in AR si au contribuit la inflamatia sinoviala si
la leziunile articulare. LB au interactionat cu celulele sinovi-
ale si cu celulele inflamatorii din sinoviu, inducand elibera-
rea de citokine proinflamatorii si factori de crestere. Aceste
substante au amplificat inflamatia si au promovat prolifera-
rea si activarea celulelor sinoviale, continuand astfel distru-
gerea articulara. Concluzii. Rolul LB in AR a fost recunos-
cut ca fiind crucial. Aceste celule au jucat un rol esential in
productia de ACC asociate cu severitatea si progresia bolii si
perpetuarea inflamatiei sinoviale, conducand la distrugerea
articulatiilor. Cuvinte-cheie: artritd reumatoida, limfocite
B, autoanticorpi.
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Background. Rheumatoid arthritis (RA) is a chronic auto-
immune inflammatory disease characterized by synovial
inflammation and joint destruction. The involvement of B
lymphocytes (BL) in the pathogenesis of RA has been es-
sential due to their role in autoantibody (AAC) production
and maintenance of the immune response within the affec-
ted joints. Objective of the study. To analyze in-depth the
mechanisms by which BL contribute to the pathogenesis of
RA, with a focus on their activation, differentiation, functio-
nality, and interactions with other cells involved in inflam-
mation. Material and methods. A comprehensive review
of relevant scientific literature, including experimental and
clinical studies investigating the involvement of BL in RA,
was conducted. Molecular and cellular mechanisms throu-
gh which BL influence synovial inflammation and joint de-
struction in RA were examined. Results. The activation of
BL within the synovium was triggered by antigen interacti-
on and cellular signals from helper T cells. These activated
cells underwent differentiation, giving rise to plasma cells
that secreted AAC, such as rheumatoid factor and anti-cy-
clic citrullinated peptide antibodies. Circulating AAC served
as an important clinical marker in RA and contributed to
synovial inflammation and joint damage. BL interacted with
synovial cells and inflammatory cells, leading to the relea-
se of proinflammatory cytokines and growth factors. These
substances amplified inflammation and promoted prolife-
ration and activation of synovial cells, perpetuating joint
destruction. Conclusions. The role of BL in RA has been
recognized as crucial. These cells played an essential role in
the production of AAC associated with disease severity and
progression, as well as the perpetuation of synovial inflam-
mation, leading to joint destruction. Keywords: rheumatoid
arthritis, B lymphocytes, autoantibodies.



