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Hypertension is the main risk factor for cerebral stroke (CS). High blood pressure may act as a trigger on a predisposing genetic or epigenetic background. The association of aberrant expression of several long noncoding RNAs (lncRNAs) with susceptibility to CS has drawn wide attention. MALAT1 is expressed in vascular endothelial cells and cardiomyocytes. It participates in angiogenesis and myogenesis processes. MALAT1 down-regulation increases inflammation-related cytokines and proapoptotic factors, and is associated with autophagy. Thus, MALAT1 may have a protective effect against CS through inhibiting endothelial cell inflammation and death. ANRIL is involved in pro-angiogenesis and pro-inflammation. Its deregulated expression is correlated with cardiovascular diseases.  ANRIL may contribute to CS pathology through regulating angiogenesis and inflammation. Several single nucleotide polymorphisms (SNPs) affect the expression of lncRNAs and contribute to various pathologies. In an attempt to investigate the associations of SNPs rs3200401 and rs619586 at MALAT1 and rs10965215 and rs10738605 at ANRIL with the susceptibility to CS, expression analysis of MALAT1 and ANRIL, and genotyping of their SNPs were performed on 80 CS Egyptian patients and 80 controls. MALAT1 was downregulated while ANRIL was upregulated in CS patients compared to controls. MALAT1 was superior to ANRIL in discriminating CS patients from controls, and was a significant negative predictor of CS. The rs3200401 minor homozygote (TT) genotype at MALAT1 was associated with increased risk of CS. The study results demonstrate MALAT1 and ANRIL as potential new biomarkers of CS and indicate a novel role of MALAT1 rs3200401 in the susceptibility to CS.
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