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[ Abstract |

pertrophy. Methods

Objective To explore the effects of miRNA-204 targeted LC3B expression on Ang || induced cardiomyocytes hy-
The primary neonatal rat cardiomyocytes served as the research objects and divided into the control group,
Ang |l group,combination-treated group 1 (cardiomyocytes were given Ang [| stimulation., meanwhile infected by negative control
lentivirus vector) ,combination-treated group 2 (cardiomyocytes were given Ang || stimulation, meanwhile infected by lentivirus car-
rying miRNA-204 overexpression vector) according to different treatments. About 48 h to 72 h after intervention treatment, the car-
diomyocyte hypertrophy change was detected by confocal microscopy, the expression of miRNA-204 was analyzed by real time
PCR, the protein expression of LC3B was measured by Western blot and targeted gene of miRNA-204 was demonstrated by dual-lu-
ciferase reporter assay system. Results Compared with the control group.the cardiomyocyte relative surface area in the Ang Il
group was significantly enlarged, the protein expression of LC3B was significantly increased, the expression of miRNA-204 was up-
regulated, the differences were statistically significant (P<C0. 05). Whereas comparing the combination-treated group 1 with combi-
nation-treated group 2,the protein expression of LC3B in the latter was down-regulated and the cell area was reduced (P<C0. 05).
The further luciferase activity report gene experiment results suggested that miRNA-204 was able to bind to LC3B 3'-UTR and de-
creased the luciferase activities (P<C0. 05) ,but not to bind its mutated fragment for inactivating luciferase activity(P>>0. 05). Con-
clusion miRNA-204 is able to inhibit Ang ]| induced cardiomyocytes hypertrophy,its action is realized by targeting the expression
of LC3B.
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