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Abstract

Systemic lupus erythematosus one of autoimmune disease, resulting from the imbalance in the immune response to self
antigens. Cytokines and chemokines are proteins or peptides that used in signal transfer and communication between cells. Imbalance
in the expression of these proteins plays an important role in the pathogenesis of SLE. In addition, abnormalities of the apoptotic
process are considered be related to the development of the disease, where failure of the immune system to eliminate by apoptosis
those lymphocytes which develop reactivity against self-antigens. Therefore, in this study we aim to investigate the expression of
specific chemokine surface receptors (CCR5, CX3CR1 and CCR7) on the peripheral blood lymphocytes isolated from SLE patients
and their percentage on apoptotic and living cells using CD95 as a specific marker for apoptosis. We also determined the cytokines
(IL-6, IL-12, TNF-q, IL-17 and 1L-10) levels in SLE patients plasma and compared to normal individuals. In this study we collect
forty four SLE patients (41 females and 3 males), and 20 healthy volunteers (16 females, 4 malse) samples were collected from
KAUH. Patients have been diagnosed with SLE for at least 4 of 11 of the clinical criteria as defined by the American College of
Rheumatology (ACR). Patients were divided into groups based on systemic lupus erythematosus disease activity index (SLEDAL).
Chemokines (CCR5, CCR7, and Cx3CR1) and CD95 for apoptosis were detected using flow cytometry technique. Levels of cytokines
were measured using the ELISA technique. Results of the present study, the concentrations of IL-6, IL-10, IL-12, 1L-17 and TNF-a
were statistically significant difference between the two group of patients and controls in all cytokines with (p<0.05). The percentage
of CCR5 and CX3CR1 on viable CD95" cells were significantly lower compared with the percentage of these chemokines on
apoptotic CD95" cells populations. On other hands the percentage of CCR7 was significantly higher on apoptotic CD95" in SLE
patients, whereas percentage of CCR7" on apoptotic CD95" cells compared with viable CD95 ™ cells. Levels of all cytokines were
significantly increased in SLE patients compared with negative controls. In conclusions, the different effects of chemokines both
found on naive T-cells (CCR7) or effectors T-cells (CCR5 and CX3CR1) may contribute to the pathogenesis of SLE. The complete
knowledge of the role of apoptosis components in the pathogenesis of lupus could lead to the development of new therapies targeting
the apoptotic threshold, which could result in a more specific and effective disease response compared to global immunosuppression.
In addition, our data suggest that IL-6, 1L-12, TNF-0, IL-17 and IL-10 are involved in the pathogenesis in patients with SLE. All of

these markers are a potential biomarker and therapeutic target in the prevention of damage in SLE.
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