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Abstract 

Chronic Kidney Disease (CKD) is defined as defects of kidney structure or function, 

start for more than 3 months, lead to implications for health. [1]. 

      In this study, included 152 of the samples (94 patients with CKD and 58 healthy), 

chronic kidney disease cases in stage before ESRD were diagnosed by specialized 

doctors. The purpose of this study to review of the impact of various inflammation 

factors, including interleukin 17F (IL-17F), and CXCL5 which may influence on the 

augmentation of chronic kidney insufficiency.                                                                        

      The serum levels of IL-17F and CXCL5 were determined by using ELISA 

technique. The results demonstrated that significantly (p<0.0001) Increased of IL-17F 

and CXCL5 serum level in CKD group than control due to their pro inflammatory 

role.   
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Introduction:  

      Chronic kidney disease (CKD) is a public health worldwide problem [2].There 

have been increasing cases in Asian countries over the past years [3-4]. CKD have 

relation with mortality increase, the quality of life impaired, and also CKD is costly 

healthcare problem [5-6]. If the condition remains untreated, this leads to 

complications that end with dialysis or kidney transplantation [7-8].  

      T-helper 17 cells produce the cytokine Interleukins -17F (IL-17F) that cause organ 

injury due to stimulation of the inflammation , as well act on  resident cells to produce 

of pro-inflammatory cytokines , that  lead to enhance infiltration of neutrophils to 

influenced organ and prompt inflammation and injury in this organ for example 

kidney [9-10].  

      IL-17F prompted release of the chemokines ( proinflammatory proteins act as  

activators of leukocytes ), CXCL5 and CXCL1 in kidney cells, in turn enrolled 

destructive neutrophils [11-12]. 

      Chemokines are part of the family of cytokine lead to cell activation, migration 

and organ damage [13].There is at least (50) structurally linked chemokines have been 

revealed thus far, and they can be categorized into four subfamilies. An additional 20 

receptors have been identified. On binding to their cell receptors, chemokine C-C 

motif ligands signal leukocyte recruitment and activation leading to tissue 

inflammation [14]. Extensive literature has delineated the essential role of CCLs in 

dialysis patients [15], vascular damage [16-17], and transplant pathology [18]. 

Finally, the majorities of chemokines shares multiple cell receptors and have 

promiscuous functions ensuring robust inflammatory responses [12]. however, the 

chemokines C-X-C motif ligand (CXCL) mainly associates with neutrophil activation 

and recruitment [19]. 
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Procedure 

     Five ml of a venous blood sample was collected from all patient and control 

groups, blood serum isolated using centrifugation at 3000 rpm for 10 min, then tubes 

were sited in a cool-box under sterilized condition and kept in the freezer at (-20ºC) 

until further processing.                                                                     Serum levels of 

IL-17F, and CXCL5 were determined by a commercially available Enzyme-linked 

immune sorbent assay (ELISA), (Biotechne, USA).  

Statistical analysis 

      Analysis of data was carried out using the available statistical package of SPSS-27 

(Statistical Packages for Social Sciences- version 27). The significance of differing 

umeans (quantitative data) has been tested using Students-t-test to differentiate 

between two independent means ᴏr Paired-t-test for paired observation differences (or 

two dependent means). The P value was considered statistically significant less than 

0.05. 

Results and Discussion: 

      The results showed that serum level of IL-17F was significantly increased (P ≤ 

0.0001) in CKD group (823.2126±299.5080pg/ml) as compared with the healthy 

control group (71.5329±40.1597). Table 1 

      The results of the current study showed a significant increase in the level of the 

IL-17F in people with CKD comparing with control group. These results agree with 

previous study [20]. 

      IL-17F produced by Th17 cells stimulates inflammation through directly causing 

tissue damage and augmenting secretion of pro-inflammatory cytokines and 

chemokines via resident cells. These results in augmented  infiltration of leukocytes, 

in particular neutrophils, to the affected tissue where they induce organ inflammation 

and injury [21]. 

      The serum level of CXCL5 was significantly increased (P ≤ 0.0001) in CKD 

group (1094.637±347.352pg/ml) as compared with the healthy control group 

(183.360±107.756). Table 1 

      T cell-derived IL-17F drives renal tissue injury in a non-redundant function in 

acute crescentic glomerulonephritis and in the chronic model of pristane induced 

systemic lupus through induction of the chemokines CXCL5 and CXCL1 in resident 

kidney cells, once more by recruiting tissue destructive neutrophils. [22], This results 

agree with Previous study [23]. 

Table 1-Mean serum levels (pg/ml) of IL-17F and CXCL5 in study samples 

 CKD Patients Healthy controls P value 

CXCL5 Concentration 1094.637±347.35 

(541.85-2526.65) 

183.36±107.76 

(65.95-458.19) 

0.0001# 

IL-17F Concentration 823.2126±299.508 

(32.955-1320.32) 

71.533±40.16 

(18.48-140.51) 

0.0001# 

#Significant difference between two independent means using Students-t-test at 0.05 level.  
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CONCLUSiON 

IL-17F and CXCL5 play an essential role as pro-inflammatory cytokines in Chronic 

Kidney Disease patients and development disease. 
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