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Study on the correlation between CCL-18 and IL-8 in
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Abstract

Pulmonary hypertension (PH) is a severe complication of end-stage chronic obstructive pulmonary disease (COPD), involving
mechanisms such as hypoxia, inflammation, and pulmonary vascular remodeling. Chemokines CCL-18 and IL-8 play a crucial role in
COPD-PH by regulating the recruitment and activation of inflammatory cells. CCL-18 can induce macrophages to polarize towards
M2 type and secrete inflammatory factors to promote smooth muscle proliferation. In addition, CCL-18 can enhance the proliferation
activity of fibroblasts through specific signaling pathways, jointly exacerbating the process of pulmonary vascular remodeling. It
is worth noting that hypoxic environments can further enhance the aforementioned effects of CCL-18. IL-8 activates its specific
receptors, triggers downstream signaling pathways, promotes neutrophil infiltration, endothelial injury, and smooth muscle cell
proliferation, thereby exacerbating the progression of pulmonary arterial hypertension. In the case of bacterial infection, IL-8 can
further amplify the inflammatory response and worsen the pathological process. The synergistic amplification of the inflammatory
cascade reaction between CCL-18 and IL-8 has the potential to become a predictive biomarker and therapeutic target for COPD-PH.
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