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Fig. 1 The change of miR-155 expression level and its effect on the expression of inflammatory cytokines in AMI
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The Mechanism of MicroRNA-155 in Mice
Macrophages Promotes Ventricular Remodeling after

Acute Myocardial Infarction
HE Wangwei, ZHANG Yinfen, ZHU Liyuan, HUANG Yu, XIE Qiang*

(Department of Cardiology, the First Affiliated Hospital of Xiamen University, Xiamen, 361003,
China)

Abstract: To investigate the effect of microRNA-155 (miR-155) expression in macrophages on
ventricular remodeling after acute myocardial infarction (AMI) and its mechanism, miR-155+/+,
miR-155-/- mouse bone marrow cells were transplanted to the wild type ‘nice for blood
reconstruction and the AMI model was established. The levels of inflammatory cytokines TNF-a
and IL-10 in plasma were detected. And the cardiac function of mice. macrophage infiltration and
ventricular remodeling were observed. After using virus packaging technology to knock down
SOCSL, it was observed whether it was the target regulatory gene of miR-155.Results showed as
following: the systolic function of miR-155+/: group was significantly lower than that of
miR-155-/- group (P<0.01). miR-155 significantly affected the release of inflammatory cytokines
in plasma(P<0.01), and promoted the occurrence of ventricular remodeling (P<0.01). Moreover,
the expression level of miR-155 was negatively correlated with SOCS1 mRNA and protein
expression (P<0.01). In conclusion, inhibiting the expression of miR-155 in macrophages after
AMI can promote the expression of target gene SOCS1 and reduce the inflammatory reaction after
AMI, which will be beneficial to reduce ventricular remodeling.

Key words: macrophage; acute myocardial infarction; miR-155; SOCS1;ventricular remodeling
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