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5 Apoptotic bodies

6 Self-tolerance

7 Autoantigen

8 Autoreactive cells

9 Autoantibody

10 Pro-inflammatory cytokines
11 Anti-inflammatory cytokines
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1 SLE: Systemic Lupus Erythematosus

2 UV: Ultraviolet radiation

3 HLA-DR2: Human Leukocyte Antigen-DR2
4 HLA-DR3: Human Leukocyte Antigen-DR3
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3 CTLA-8: Cytotoxic T lymphocyte-
associated Antigen 8

338 o Gl 5 e e S s

DY g kil (Godlgils

3 SKaze losl sl o(IL-17 family) \V 8" )zl (geol sl
(Y0) ol Ol S ¥ Y JSU5m 055 L p panl 28
oo Yoo L) jespe 08 Spson ool ol gliaed
ool gle g, ceslle 5 1YY YY) WS

o liledl Hlgr b odd Laim C (slgmit & (6113 WV (57 2
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1 NF-xB: Nuclear F Kappa-light-chain-
enhancer of activated B cell

2 ILC-3: Type 3 Innate Lymphoid Cells

3 Gamma Delta T cells

4 MAIT: Mucosal-associated invariant T cell
5 NKT cell: Natural Killer T cell

6 Th-17 cell: T helper 17 cells

7 IL-17R: Interleukin-17 Receptor
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Abstract

Introduction

Systemic lupus erythematosus is a common autoimmune disease whose
pathogenesis is not fully understood. However, the available evidence
suggests that overstimulation of the immune system leads to a reaction
against self-antigens and the initiation of inflammatory responses. The end
result is an imbalance between inflammatory and anti-inflammatory
cytokines, leading to widespread inflammation in the body of lupus patients.
One of the most important pro-inflammatory cytokines is interleukin-17,
which not only plays a role in the response to extracellular pathogens, but
also appears to be involved in the pathogenesis of autoimmune diseases.
Levels of this cytokine are higher in lupus patients than in healthy people, as
confirmed by the meta-analysis results. While using interleukin-17 blocking
antibodies to treat lupus has produced conflicting results. For example,
studies have reported successful results in a mouse model and even in a
patient with refractory lupus nephritis complicated by psoriasis vulgaris.
However, another article stated that this cytokine is not involved in lupus
disease and that its inhibition does not improve autoantibody levels or
glomerulonephritis in mice. Based on the available data, it appears that the
use of interleukin-17 blockers in the treatment of lupus requires further
investigation and research.
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