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Introducdao Artrite Reumatoide (AR) é uma doenca inflamatdria cronica das articulacdes de
etiologia idiopatica marcada por uma poliartrite simétrica periférica, cuja progressao leva a
lesdo articular e a incapacidade fisica e ocupacional. Diante de seu comprometimento
sistémico, a AR pode ocasionar diversas manifestacdes extra-articulares, a exemplo de
neuropatia periférica, disfuncdes hematoldgicas, nodulos subcutaneos, fadiga e
acometimento pulmonar. O curso patogénico da doenca infere na inflamacdo e na
proliferacdo sinovial, o que causa erosbes Osseas, degeneracao da cartilagem e
predisposicdo a doencas osteometabodlicas como osteoporose e osteoartrite, limitando
substancialmente a qualidade de vida (QV) desses pacientes, que podem possuir
comorbidades com outras doencas autoimunes, além de diabetes mellitus (DM) e
hipertenséao arterial sistémica (HAS), patologias multicéntricas de impacto psicossocial.
Objetivos Esclarecer os processos imunoldgicos e bioquimicos da doenca reumaética Artrite
Reumatoide (AR) e seu comprometimento funcional resultante. Metodologia Trata-se de
uma revisdo integrativa desenvolvida pelas etapas da literatura, utilizando-se o livro
Reumatologia de Harrison e as bases de dados PubMed e SciELO, com artigos
classificados pelos unitermos “Rheumatoid arthritis” AND “pathophysiology” AND “Quality
of life”, selecionando-se os trabalhos publicados entre 2015 e 2020, com um total de 196
estudos. Destes, foram utilizados filtros por viabilidade completa do texto e cumprimento
dos objetivos deste estudo, restando 24 artigos. Resultados e discussdes AR, doenca
autoimune caracterizada por inflamacéo articular, possui em sua etiopatogenia uma gama
de mecanismos da inflamacao sinovial que resultam de alteracdes genéticas, ambientais e
imunoldgicas, capazes de desregular o sistema imune e de reduzir o limiar de tolerancia
imunologica, detectavel pela presenca de autoanticorpos no estagio pré-clinico, como o
fator reumatoide (FR) e os anticorpos antiproteinas citrulinadas (anti-CCP), manifestando-
se muito antes do desenvolvimento da doenca clinica. Com isso, na fisiopatologia, ha o
conceito de que as células T autorreativas desencadeiam uma resposta inflamatoria crénica
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pela selecéo central anormal, cujos defeitos no reparo do DNA levam ao desequilibrio de
sinalizacao celular. Imunologicamente, as células T CD4+, T CD8+, células natural killer
(NK) e células B também estdo presentes no tecido sinovial, importantes fatores nas
respostas patogénicas. O processo de degeneracdo articular e 6éssea, portanto,
desenvolve-se pela liberacdo de mediadores soluveis, com a acao das células T sobre os
sinoviocitos derivados de macrofagos e de proteases na resposta inflamatoria sinovial.
Decerto, a AR € uma afeccao controlada pelo macrofago sinovial, fonte predominante de
citocinas proé-inflamatérias intra-articulares, como TNF-a e as interleucinas, IL-1, IL-6 e IL-
12. Conclusao Infere-se, com isso, que o tratamento desse reumatismo deve ser
multidisciplinar, com uma abordagem integral farmacolégica e nao-farmacolégica,
objetivando a melhoria da QV dos pacientes e a atenuacao de crises agudas da doenca
permeadas por periodos quiescentes. Este manejo visa a comportar a reversibilidade da
progressao incapacitante da doenca reumatica a partir da intervencao precoce do
tratamento, para melhorar o desempenho desses pacientes e controlar, de forma eficaz, o
avanco crénico e incapacitante da doenca.
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ABSTRACT:

Introduction Rheumatoid arthritis (RA) is a chronic inflammatory joint disease of idiopathic etiology
marked by a symmetric peripheral polyarthritis, whose progression leads to joint damage and
physical and occupational disability. In view of its systemic involvement, RA can cause several extra-
articular manifestations, such as peripheral neuropathy, hematological disorders, subcutaneous
nodules, fatigue and pulmonary involvement. The pathogenic course of the disease leads to
inflammation and synovial proliferation, which causes bone erosions, cartilage degeneration and
predisposition to osteometabolic diseases such as osteoporosis and osteoarthritis, substantially
limiting the quality of life (QOL) of these patients, who may have comorbidities with other diseases.
autoimmune diseases, in addition to diabetes mellitus (DM) and systemic arterial hypertension
(SAH), multicentric pathologies with psychosocial impact. Objectives To clarify the immunological
and biochemical processes of rheumatic disease Rheumatoid Arthritis (RA) and its resulting
functional impairment. Methods It is an integrative review developed by the stages of the literature,
using Harrison's book Rheumatology and the PubMed and SciELO databases, with articles classified
by the keywords “Rheumatoid arthritis” AND “pathophysiology” AND “Quality of life”, selecting works
published between 2015 and 2020, with a total of 196 studies. Of these, filters were used for
complete text viability and compliance with the objectives of this study, leaving 24 articles. Results
and discussion RA, an autoimmune disease characterized by joint inflammation, has in its
etiopathogenesis a range of synovial inflammation mechanisms that result from genetic,
environmental and immunological changes, capable of deregulating the immune system and
reducing the immune tolerance threshold, detectable by the presence of autoantibodies in the
preclinical stage, such as the rheumatoid factor (RF) and the anti-citrullinated protein antibodies
(anti-CCP), manifesting well before the development of the clinical disease. Thus, in
pathophysiology, there is the concept that autoreactive T cells trigger a chronic inflammatory
response by abnormal central selection, whose defects in DNA repair lead to cell signaling
imbalance. Immunologically, CD4 + T cells, CD8 + T cells, natural killer cells (NK) and B cells are
also present in synovial tissue, important factors in pathogenic responses. The process of joint and
bone degeneration, therefore, develops by releasing soluble mediators, with the action of T cells on
synoviocytes derived from macrophages and proteases in the synovial inflammatory response.
Certainly, RA is a condition controlled by the synovial macrophage, a predominant source of intra-
articular pro-inflammatory cytokines, such as TNF-a and the interleukins, IL-1, IL-6 and IL-12.
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Conclusion ltis inferred, therefore, that the treatment of this rheumatism must be multidisciplinary,
with a comprehensive pharmacological and non-pharmacological approach, aiming at improving the
QOL of patients and attenuating acute crises of the disease permeated by quiescent periods. This
management aims to support the reversibility of the disabling progression of rheumatic disease from
the early treatment intervention, to improve the performance of these patients and to effectively
control the chronic and disabling progress of the disease.
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