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a r t i c l e i n f o mRNA [4]. This implies that MALAT1/miR-26b/PTGS2 axis is probably
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an important mechanism for regulating inflammation in MI/R injury.
Based on the mutual corroboration between the above conclusions,

we speculated that lncRNA MALAT1 may aggravate inflammation re-
sponse through regulating PTGS2 by targeting miR-26b in MI/R injury.
However, this speculation needs to be further verified by experimental
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Dear Editor,

Recently, Ge et al. reported that microRNA-26b (miR-26b) inhibits
prostaglandin-endoperoxide synthase 2 (PTGS2, also called as COX-2)
to activate the MAPK pathway, so as to reduce inflammatory response
and improve myocardial remodeling in mice with myocardial infarction
(MI) [1], which has attracted our attention. Although it has demonstrated
thatmiR-26bmayplay a key role in regulating the inflammatory response
in myocardial ischemia/reperfusion (MI/R) injury, the specific mecha-
nisms regulating miR-26b expression have not yet been elucidated.

Long non-coding RNA (lncRNA)-metastasis-associated lung adeno-
carcinoma transcript 1 (MALAT1) is significantly increased in themyocar-
dium of patients withMI [2] and regulates cardiovascular physiology and
pathological processes [3]. In addition, it has shown that lncRNAs can act
as ceRNAs by binding to consensus MREs (miRNA response element),
thereby reducing the level of miRNA available for target mRNA. Recently,
Li et al. revealed that MALAT1 can act as ceRNAs by binding to consensus
MREs of miR-26b and reduce the level of miR-26b available for target
evidence.
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