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[ Abstract] < Objective To investigate the role of microRNA-29b ( miR-29b) in reducing myocardial
infarction in rats treated by desflurane. Methods Eighty Wistar rats, aged 10 weeks and weighing 350—
400 g , were randomly divided into five groups: sham operation group (group S), myocardial infarction
group ( group MI) , desflurane group ( group MD), empty AAV9 group ( group MA) and miR-29b silence
group (group MR), 16 rats in each group. Only the rats of group S were isolated their coronary artery with-
out ligation, the rats of the other groups established the model of myocardial infarction. The rats of group S
and_group MI were injected PBS via tail vein 3 days before modeling. The rats of group MD were injected
PBS via tail vein 3 days before modeling, and inhaled 5. 9% desflurane 30 minutes before modeling, and in-
haled 1. 3% desflurane to maintain anesthesia. The rats of group MA and group MR were respectively injec-
ted AAV9 and AAV9-miR-29b-sponge via tail vein 3 days before modeling, and both inhaled 5. 9% desflu-
rane 30 minutes before modeling, and inhaled 1.3% desflurane to maintain anesthesia. 120 minutes after
reperfusion, Western blot was used to detect the protein expression of signal transducer and activator of tran-
scription 3(STAT3) , p-STAT3, interleukin(IL-18) , tumor necrosis factor( TNF)-a; RT-qPCR was used
to detect the miR-29b expression; 2,3, 5-triphenyl-2H-tetrazolium chloride (TTC) staining and hematoxylin-
eosin ( HE ) staining were performed to observe the myocardial infarction volume and histological
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morphology, TargetScan was used to predict the targeting relationship between miR-29b and STAT3 and dual
luciferase experiment was used to verify it. Results Compared with group S, STAT3, p-STAT3, IL-1p,
TNF-a protein levels and myocardial infarction area percentage increased in group MI, and miR-29b level
decreased (P < 0.05), the myocardial tissue showed inflammation infiltration. Compared with group MI,
STAT3, p-STAT3, IL-18, TNF-a protein levels and myocardial infarction area percentage decreased in
group MD, and miR-29b level increased (P < 0.05), the myocardial tissue damage was reduced.
Compared with group MA, STAT3, p-STAT3, IL-1B, TNF-«a protein levels and myocardial infarction area
percentage increased in group MR, and miR-29b level decreased (P < 0.05), the myocardial tissue
damage was aggravated. The luciferase activity of cardiomyocytes transfect of STAT3-3"UTR-WT and miR-
29b mimics group was lower than that of STAT3-3’UTR-WT and miR-29b NC group(P < 0.05). Conclu-
sion Desflurane treatment may up-regulate the expression of miR-29b, targeting inhibition of STAT3 ex-

pression, inhibiting STAT3-related inflammation, thus reduces injury and protects myocardial tissue in myo-
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cardial infarction rats.

[ Key words] Desflurane; Myocardial infarction; MiR-29b; Signal transducer and activator of tran-

scription 3; Myocardial protection
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