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Activation of cardiac glucocorticoid receptors affects cardiac remodeling after myo-
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[ ABSTRACT ] Aim To observe the effect of cardiac glucocorticoid receptor activation on cardiac remodeling and
cardiac function after myocardial infarction (MI) in mice and its possible mechanism. Methods 28 male C57BL/6]
mice were randomly divided into sham group, dexamethasone group, MI group and MI+dexamethasone group, 7 mice in
each group. The MI group ligated the left anterior descending coronary artery in mice to create an MI model; the sham
group and the dexamethasone group only wound the thread without ligation, and injected normal saline or dexamethasone
(20 mg/kg) by intraperitoneal injection 24 h before the operation; the MI+dexamethasone group was injected with dexam-
ethasone (20 mg/kg) by intraperitoneal injection 24 h before creating MI model. ~ On the 7th day after surgery, small ani-
mal ultrasound was used to detect cardiac function indicators, heart tissue slices were taken and immunohistochemical stai-
ning was used to observe the activation level of glucocorticoid receptors, Masson staining was used to observe the infarct ar-
ea, immunohistochemical staining was used to observe the levels of inflammatory factor IL-6 and chemokine CCL-5.

Results Compared with the MI group, in the MI+dexamethasone group the left ventricular end-diastolic diameter reduced
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by 6.85% , the left ventricular end-systolic diameter reduced by 6. 89% , the left ventricular end-diastolic volume reduced

by 16. 11% , the left ventricular end-systolic volume reduced by 17. 18% (all P<0.05), the ejection fraction increased by

10. 63% , and the fractional shortening rate increased by 13. 11% (all P<0.05), indicating that dexamethasone pretreat-

ment improved cardiac function in mice after MI; the level of phosphorylated glucocorticoid receptor increased 1. 57 times;

after MI, the infarct area decreased by 18.4% (P<0.05) ; the expression level of inflammatory factor IL-6 decreased by

71.4% , and the expression level of chemokine CCL-5 decreased by 65% (all P<0.05).

Conclusion Activation of

cardiac glucocorticoid receptors has an antagonistic effect on myocardial cell damage in mice after MI, which can improve

myocardial remodeling, this effect may be related to its anti-inflammatory response.
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Table 1. Echocardiographic detection of cardiac

function after MI

. MI+
iH BFRG  HFERARLL MI 20 S KA AL
IVSTd/mm  0.89+0.06 0.84+0.04 0.79+0.12  0.780.05
IVSTs/mm  1.35%0.03 1.31£0.07 0.980.18 0.92x0.65
LVEDD/mm 2.90+0.38 3.10£0.26 4.38+0.17 4.08+0.20"
LVESD/mm 1.62+0.37 1.76+0.27 3.63£0.12 3.38+0. 17"
LVPWd/mm 0.73+0.20 0.79£0.18 0.79+0.06 0.74x0.08
LVPWs/mm 1.12+0.18 1.25#0.14 0.9320.05 0.89:0. 14
LVM/mg  74.53%18.45 86.09+14.19 144.50+11.30 115.91=4.70°"

LVEDV/pL 33.12+11.28 35.55+7.08 95.92+9.97 80.47+7.50*
LVESV/pL  10.41+3.79 10.46+0.98 64.60+9.09 53.50+2.59°
LVEF/% 77.15+6.84 74.66+5.68 34.80+2.90 38.50+2.23%
FS/ % 44.66+5.80 42.53+4.54

:a b P<0.05,5 MI 4H HL#

16.40+1.59 18.55+1.39*

M-+ ZESK AR B 50

) a
> K 4.0
o 3.0
0]
#2.0
B
0
1 2 8 4

E 1. fRARLFReaRRNR MIEEBIE GR RiX
A RERR L GR M S el AUk Qe 45 2R AR G BUR A B M e €5 B S MR 58 14007
I M EFARLL,2 HHIZERARAL,3 Sy MT 41,4 9 MI+HLZERAALL, a g P<0.05,15 MI 41Hu4L,
Figure 1. The expression of phosphorylated GR after MI in mice observed by immunohistochemical staining
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Figure 2. The infarct area after MI in mice observed by Masson staining
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Figure 3. The expression of IL-6 and CCL-5 in cardiac tissue of mice after MI observed by

immunohistochemical staining
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