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Commentary

Cytokines and chemokines unquestionably have a role in the development 
of Multiple Sclerosis (MS). Many findings show that Interleukin-33 (IL-33) 
has a substantial role in the progression of MS, although it is unclear whether 
this role is negative or positive. As a result, we looked into plasma IL-33 
levels in individuals with Relapsing-Remitting Multiple Sclerosis (RRMS). 
Multiple Sclerosis (MS) is a Central Nervous System (CNS) inflammatory 
and autoimmune disease marked by progressive deterioration. Significant 
improvements in studies to better understand this illness have been made 
in recent years. Despite these advancements, the precise underlying 
physiopathology of MS is only poorly understood. Multiple Sclerosis (MS) is 
an inflammatory and autoimmune disease of the Central Nervous System 
(CNS) that causes gradual degeneration. In recent years, significant 
advances in research to better comprehend this condition have been made. 
Despite these advances, the precise underlying physiopathology of MS 
remains unknown. Different kinds of leukocytes appear to start lesions 
in the CNS through various immunological pathways, including cytokine 
generation. Many inflammatory and immunological disorders, including MS, 
have a function for cytokines in their development. Interleukin-33 (IL-33), 
which is also implicated in asthma, psoriasis, Inflammatory Bowel Disorders 
(IBD), Lupus Erythematosus (LE), and other autoimmune and inflammatory 
illnesses, is particularly crucial for the development of MS. IL-33 is a tissue-
derived nuclear cytokine that belongs to the IL-1 family, which contains 
many proinflammatory and anti-inflammatory cytokines, including IL-1, IL-
18, IL-36, IL-37, and IL-38.

IL-33, like other cytokines in the IL-1 family, is important for 
tissue repair and immunity, but its expression is frequently impaired in 

inflammatory and autoimmune disorders. IL-33 acts as an alarm signal, that 
is, an alarmin that is generated when a cell or tissue is injured to alert 
cells that express the IL-1 receptor-like 1. IL-33 activated cells are linked to 
allergic inflammation as well as type 2 immunity. However, it has also been 
demonstrated that the effects of IL-33 include activation of cells involved 
with type-1 immunity, chronic inflammation, and infections, explaining why 
IL-33 contributes to a variety of non-allergic illnesses like cardiovascular 
diseases, musculoskeletal diseases, fibrotic diseases, Chronic Obstructive 
Pulmonary Disease (COPD), IBD, CNS diseases (for example Alzheimer), 
infectious diseases, Graft Versus Host Disease (GVHD), diabetes, obesity, 
and cancer. Furthermore, it should be mentioned that IL-33 has a newly 
found and essential regulatory role, which was originally recognised by 
the finding of the induction of regulatory T cells (Treg) expressing ST2. It 
was later shown that IL-33 also stimulates regulatory B cells (Breg), which 
play an important role in maintaining peripheral tolerance and inhibiting 
inflammatory autoimmune responses. Because of this, it is counterintuitive 
that IL-33 and other Breg-inducing cytokines are connected with autoimmune 
illnesses, however it is worth noting that individuals with these diseases 
have been detected with higher concentrations of these cytokines, as well 
as a Breg impairment. IL-33 has been shown to be highly up-regulated in 
autoimmune illnesses such as systemic LE, IBD, rheumatoid arthritis, and 
MS. Furthermore, it has been demonstrated that IL-33 can influence the 
progression of MS.
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