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 Rheumatoid arthritis (RA) disease has inflammatory properties and causes some 
problems in the joints and decreases the quality of life of the individuals. It is thought 
that some factors such as environmental, genetic, hormonal, psychological and age have 
an effect on the development of rheumatoid arthritis, which affects the musculoskeletal 
system and can cause damage to some organs. Glucocorticoids, disease-modifying anti-
rheumatic drugs (DMARDs) and non-steroidal anti-inflammatory drugs (NSAIDs) are 
preferred within the scope of the treatment. 

 

 

Introduction 
 

Rheumatoid arthritis (RA), whose etiology is not clearly determined, is an autoimmune disease with 
inflammatory features and chronic progression. Rheumatoid arthritis is a common joint disease among 
inflammatory diseases [1,2]. RA joint disease causes disability as well as a decrease in the quality and duration of 
life [3,4]. 

Rheumatoid arthritis joint disease is generally more common in the advanced age of the population (40 to 50 
years old) and in women (may vary according to geographical conditions) compared to men [2]. 

In the course of RA disease, which is characterized by damage to the joints; stiffness in the hand, shoulder, 
elbow, ankle and knee joints, pain in the joints, swelling in the joints, musculoskeletal pain, joint fractures, 
weakness, fatigue, muscle weakness, weight loss, fever, sleep disorders, joint deformity are among the most 
common symptoms [1-5]. 

Although RA affects the musculoskeletal system, it can also cause damage to the nervous and immune system, 
heart, skin, eyes, lungs, kidneys and vessels [1,5]. 

Although the exact cause of RA cannot be determined, some factors are thought to be effective in the 
development of the disease. In general terms, these risk factors include; environmental factors, genetic factors, 
hormonal factors, psychological factors, age factor [3,5,6]. It is known that genetic factors have a 40%-60% effect 
on the formation of the disease. Some genetic polymorphisms and epigenetic modifications are considered among 
genetic factors that may affect the development of the disease. The "Human Leukocyte Antigen (HLA)" locus is 
very important in the development of RA [7]. 
 
Discussion 
 

Although cytokines are thought to have an important role in the pathogenesis of RA, IL-1, IL-6 and TNF-α 
cytokines are detected at high rates in the synovial fluids of the joints of individuals with rheumatoid arthritis [8-
10].  
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Th17 cells, which have an effect on joint damage, are involved in the pathogenesis of rheumatoid arthritis. Th17 
cells; It is responsible for the production of IL-17A, IL-17F, IL-22 and IL-26 cytokines. IL-17 proinflammatory 
cytokine causes joint damage. TGF-β and IL-6 cytokines (with IL-23) or IL-23 and IL-1β cytokines provide the 
differentiation of naive T cells into Th17 cells. IL-17A is produced by both Th17 cells and some cells such as 
neutrophils, eosinophils, and macrophages [7,11-13]. 

Regulatory T cells, which accumulate in the joints of individuals with rheumatoid arthritis, exist as a subset of 
naive CD4+ T cells and are involved in autoimmune diseases as suppressive type of cells. These cells are crucial to 
eliminate the inflammation. Increasing their activity in the joints is one of the immunotherapy approaches against 
RA [13]. 

Although there is no definitive treatment method for rheumatoid arthritis, which initially affects the joints and 
then the internal organs, the symptoms of the disease are handled in an individual way [5]. Early diagnosis of 
rheumatoid arthritis and initiation of appropriate treatment as a result of this condition allows to increase the 
quality of life of the individual. In addition, the occurrence and progression of joint damage in 90% of patients is 
slowed down by early diagnosis of the disease and the application of the necessary treatment method [14]. 

One of the treatment strategies applied to rheumatoid arthritis patients is drug treatments. In this context, 
glucocorticoids, non-steroidal anti-rheumatic drugs (NSAIDs) and disease-modifying anti-rheumatic drugs 
(DMARDs) are used [14,15]. 
 
Conclusion 
 

Reducing joint pain and swelling seen in rheumatoid arthritis, preserving the functions of the joints, reducing 
the sensitivity and damage in the joints, slowing down or stopping the joint destruction, preventing the 
progression of the disease to an advanced level are possible with the disease-modifying anti-rheumatic drug 
(DMARD) group [6,14,15]. 

One of the treatment options applied to reduce pain and inflammation in the treatment of RA disease is the 
non-steroidal anti-inflammatory drug (NSAID) group. Some drugs included in this drug group (for example, drugs 
such as ibuprofen, aspirin) have anti-inflammatory and analgesic effects and are therefore preferred as an 
adjunctive treatment in rheumatoid arthritis [5,15]. 

Glucocorticoids, which have a strong anti-inflammatory effect, can reduce the progression of damage to 
cartilage and bone. Diabetes, osteoporosis, gastrointestinal bleeding, hypertension and weight gain are among the 
side effects of glucocorticoids in sick individuals [6,14]. 

In addition to the positive effects of drug treatments on the disease, it can also cause some side effects in sick 
individuals. Among these side effects; some infections, anemia, kidney and liver damage, loss of appetite, nausea 
and vomiting, allergies [2]. 

Different antibody-based therapy approaches are being developed, including immunotherapy, in order to 
eliminate the side effects of traditional drug treatments for the disease [16-18]. 
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