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[Abstract] Objective: To explore the role and mechanism of CTRP6 in myocardial fibrosis and
endothelial-to-mesenchymal transition ( EndMT). Methods: C57BL./6] male mice were randomly
divided into three groups: control group, myocardial infarction group and treatment group. The model of
myocardial infarction in mice was established by ligation of left anterior descending coronary artery. Mice
in the treatment group were injected subcutaneously with 0. 2 mg/kg CTRP6 (from the 3rd day to the
25th day after operation). Ultrasound was used to detect cardiac function. Pathological staining was
used to detect myocardial infarct area. Quantitative real-time PCR(qRT-PCR) was used to detect the
expression level of fibrosis and EndMT markers. Immunofluorescence staining was used to detect
EndMT markers. Primary mouse cardiac microvascular endothelial cells were isolated and cultured. The
cells were randomly divided into the following five groups: control group, transforming growth factor-§81
(TGF-B1) stimulation group, treatment group 1 (dealt with TGF-81 and 1 pg/mlL CTRP6), treatment
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group 2 (dealt with TGF-81 and 2 pg/ml CTRP6), and treatment group 3 (dealt with TGF-81 and
4 pg/mL CTRP6).
treatment group was significantly lower than that in the myocardial infarction group (40% vs. 60%, P<<
0.05), with less infarct area [ (48.7%3.2)% vs. (58.8+3.2)%., P<C0.05]. Left ventricular ejection

fraction and the left ventricular fractional shortening in the treatment group were significantly higher than

Results: Four weeks after successful modeling, the mortality rate of mice in the

those in the myocardial infarction group, while left ventricular end-diastolic diameter and left ventricular
end-systolic diameter in the treatment group were significantly lower than those in the myocardial infaction
group (all P<C0. 05). Level of collagen deposition in treatment group was significantly lower than that in
myocardial infarction group (P<C0. 05). The mRNA expression levels of collagen type [ , collagen
type [l and TGF-B in treatment gorup were lower than those of myocardial infarction group (all P<C
0. 05). Immunofluorescence staining showed that the expression of a-smooth muscle actin was lower and
CD31 was higher in treatment group than those in myocardial infarction group. The mRNA expression

levels of snaill, snail2., twistl and twist2 were lower in treatment group than those in myocardial
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infarction group (all P<C0. 05). Conclusions: CTRP6 can slow down the progression of myocardial

fibrosis by inhibiting the EndMT.
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