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ABSTRACT
This work aimed to study whether serum CXCL13 levels (1) are
elevated in patients with SLE, (2) correlate with disease activity and (3)
indicate renal involvement in SLE patients.
64 patients with SLE fulfilling the 1997 revised criteria for the
classification of SLE and 20 age/ sex- matched healthy controls included
in this study were subjected to full history taking, clinical examination,
routine laboratory investigations as well as measurement of serum
CXCL13 level.
Serum CXCL13 levels were found to be elevated in SLE patients
and levels correlated with disease activity. In addition, CXCL13 levels
were significantly higher in patients with active LN compared to those
without renal involvement.
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Introduction and Aim Of The Work

INTRODUCTION
Systemic lupus erythematosus is a chronic autoimmune disease
affecting different organ systems (Rahman and Isenberg, 2008).
Chemokines have been shown to orchestrate migration to and preferential
sequestration of B and T cells in inflammatory lesions. The significance
of chemokines in the pathogenesis of SLE and lupus nephritis is widely
accepted (Kulkarni and Anders, 2008) and recent interventional studies
could demonstrate the therapeutic benefit of pharmacologic chemokine
and chemokine receptor blockade in experimental SLE (Anders et al.,
2004).
The chemokine CXC ligand 13 protein (CXCL13), also known as
B-cell-attracting chemokine-1 (BCA-1) or B-lymphocyte chemoattractant
(BLC), is a CXC subtype member of the chemokine superfamily (Gunn
et al., 1998).
CXCL13 is one of the most potent B-cell chemoattractants and is
constitutively expressed in the B-cell follicles of secondary lymphoid
organs, pleural and peritoneal cavities, and in ectopic lymphoid follicles
within the synovial membrane of patients with rheumatoid arthritis. Via
its receptor CXCR5, expressed on follicular dendritic cells, CXCL13 is
crucial for germinal centre formation (Vissers et al., 2001).
The role of CXCL13 is particularly interesting in the course of LN,
since aberrant CXCL13 expression is sufficient to induce the formation of
ectopic lymphoid tissues in non-lymphoid organs and thus could be
responsible for the accumulation of inflammatory cells in the kidneys in
SLE (Ishikawa et al., 2001).
Furthermore, it is believed that the presence of ectopic lymphoid
tissues promotes the local activation of T and B cells leading to
exacerbation of disease (Segerer and Schlondorff, 2008).
Recently, the expression profiles of 61 inflammatory molecules
were characterized in the kidneys of NZB/W-F1 mice at different stages
of LN. It was found that CXCL13 was one of only a few inflammatory
markers that were expressed in the kidney at an early point of disease,
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suggesting a possible pathogenic role for disease manifestation (Schiffer
et al., 2008)..
Since kidney biopsy is still the gold standard for diagnosis of LN
but bear potential complications, non-invasive tests to investigate kidney
involvement are of great interest.

AIM OF THE WORK
The aim is to find whether serum levels of CXCL13
(1) are elevated in patients with SLE,
(2) correlate with disease activity,
(3) indicate renal involvement in SLE patients.
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