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Abstract: Objective To analyze the differential miRNA expression profile in the myocardium of rats with lipopolysaccharide
(LPS)-induced endotoxemia and explore the role of miRNA in endotoxin-induced myocardial injury. Methods Twenty male
SD rats received intraperitoneal injection of 10 mg/kg LPS (7=10) or an equivalent amount of saline solution (n=10). At 24 h
after LPS injection, the rats were sacrificed to detect myocardial expressions of TLR4, TNF-a and IL-1B using real-time PCR
and for observing myocardial ultrastructures under transmission electron microscopy. The differentially expressed miRNA in
the myocardium were detected using a miRNA array, and the common differentially expressed miRNAs were selected for
verifying their actual expressions using real-time PCR. Results TLR4, TNF-« and IL-1p were over-activated in the myocardium
of LPS-treated rats, in which mitochondria swelling, structural damaged and cytoplasmic vacuoles were observed. In
LPS-challenged rats, miR-194-3p, miR-344a-3p, miR-465-3p, miR-501-5p, miR-3596¢c, miR-185-3p, and miR-877 were found
up-regulated significantly, whereas miR-208b-3p, miR-547-3p, miR-141-3p, miR-28-5p, and miR-3585-5p down-regulated in
the myocardium. Conclusion Significant differential expression of the miRNAs occurs in the myocardium of LPS-treated rats,
suggesting their involvement in endotoxin-induced myocardial injury.
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Fig.1 Expression levels of TLR4, TNF-a and IL-1{3 in
the myocardial tissue in rats with endotoxemia (24 h).
Compared with the control group, *P<0.05.
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Fig.2 Ultrastructural changes of the myocardial tissue in rats with endotoxemia (2 pum, original magnification: x10 000). A:
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Myocardium of rats in control group; B, C: Myocardium of rats in LPS group.
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Tab.1 Significant differential expression of miRNAs in the myocardial tissue in rats with endotoxemia

miRNA Expression Fold change miRNA Expression Fold change
miR-194-3p up 36.115 miR-208b-3p down 0.192
miR-21-3p up 20.088 miR-547-3p down 0.236
miR-344a-3p up 19.101 miR-141-3p down 0.286
miR-465-3p up 11.756 miR-28-5p down 0.288
miR-501-5p up 11.68 miR-335 down 0.307
miR-3596¢ up 11.344 miR-199a-5p down 0.319
miR-185-3p up 10.799 miR-322-5p down 0.343
miR-186-3p up 10.486 miR-3585-5p down 0.363
miR-877 up 10.283 miR-532-5p down 0.389
miR-3592 up 10.026 miR-339-3p down 0.395

B Z R 8 T S BEGCER A T
LIfE I (MODS) JWRIEVE M4 NERIAL(DIC) 45  JRAER
Wems o, NBEZE IMAEIf & MODSH 2 2, 1

O BE S P, B N R R MO LR 50
Fap AR P9 2 3R IALAE AR OB T R LA+ B
SRINT, NRE R I WU A HLR o352 2%, R T



- 216 - J South Med Univ, 2015, 35(2): 213-217

http://www.j-smu.com

45 *
40
35 *

30 - *
25
20

Relitive expression

*
15 - E
10

5 T I
T f . ",

o Ls

PR @'?’b‘ e @@ e

B3 NERMEKRFRONALRPEZEMIRNARIZKE

4
\?ﬁ’\@

@ Control

m LPS (24 h)

%fz& ,\“& REC RSN rgs%

6? R R,
A e 'L 6 e et %
?~ Q™ ?\

@\@ PP @ @

Fig.3 Verification of the expressions of selected miRNAs in the myocardium of rats with endotoxemia. Compared with the

control group, *P<0.05.
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