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ABSTRACT Objective: To investigate the effect of microRNA-146a (miR-146a) on inflammation of diabetic cardiomyopathy in
mice. Methods: Twenty male C57BL/6 mice were randomly divided into control group and diabetic myocardial model group, with 10 rats
in each group. The model group was established by intraperitoneal injection of streptozotocin (STZ, 50 mg/kg) to establish a diabetic
cardiomyopathy model. The control group was intraperitoneally injected with an equal volume of sodium citrate buffer. Cardiac tissue
RNA was extracted. qRT-PCR was used to detect the mRNA expression of miR-146a and inflammatory factor interleukin-1g (IL-1pB),
interleukin-6 (IL-6), monocyte chemotactic factor 1 (MCP-1) and NF-kB/p65; then cardiomyocytes, fibroblasts and endothelial cells were
sequentially isolated from mice, and treated with high glucose. The mRNA expressions of miR-146a, IL-18, IL-6, MCP-1 and
NF-kB/p65 were detected in the cells. The expression of inflammatory factors was observed by transfecting miR-146a mimic or
miR-146a inhibitor into endothelial cells. Results: The level of miR-146a in myocardial tissue of diabetic cardiomyopathy was lower than
that of the control group (P<<0.05), and the mRNA expression of inflammatory factors IL-13, IL-6, MCP-1 and NF-kB/p65 was higher
than that of the control group (P<<0.05). After treatment of cardiomyocytes and fibroblasts with high glucose, the expression of miR-146a

was unchanged compared with the control group (P>0.05), while high glucose decreased the expression of miR-146a in endothelial cells
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(P <0.05). High glucose increased mRNA levels of endothelial cytokines IL-1B3, IL-6, MCP-1 and NF- kB/p65 (P <<0.05). Then
transfected with miR-146a mimic prevented high glucose induced the increase of IL-13, IL-6, MCP-1 and NF-kB/p65 in endothelial cells

(P <0.05), and transfection of miR-146a inhibitor can cause inflammatory factor IL-1@3, IL-6, MCP-1 and NF- kB/p65 expression

increased in normal control cells (P <<0.05). Conclusion: The decrease of miR-146a and the increase of inflammation in diabetic

cardiomyopathy are associated with endothelial cell damage, and these effects may be affect the expression of inflammatory factors

through miR-146a.
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Fig.1 Expression of miR-146a and inflammatory factors in myocardial tissue of diabetic mice (n=6, * compared with Co group, P<0.05)

Note: control: Co; diabetes: Di
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