1196 ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 12,2017

- SRIGFFE - [3XEZHE] 1007-3949(2017)25-12-1196-05

HE RO LM e A it A i 4 7 52 638 microRNA Je 3
(ERERi A SR OEIE N

3 A, &, BER?, ELHE, T &
(1.@%&#‘&%&%9&%&,1&% 6,3k 014030;2. 8k EFRAE T A S, WEH 6k 014030,
BHRNELT AL RARBMAAYRENETLERT OLXEFRSTEFHRA
BRERRE WEERERM, AEF kT 014030)

[E4E] fexsmmie; shibik; %5 &E microRNA

[ E] BH FEERSIa kR INSRS B S LIt R RSN 4K £ F & microRNA, FF#t /73 4 B
FoalZ 5 BB IR £ F K& microRNA A35 S UL K6 T A4, ik B 1~3 X # Wistar #7 & RS JEAT R
Koo LtmpeE ko R E B A A Angll (1 pmol/L) 3 F3 Wlm IR K, % B8 28 40 8 K 25 T AEATT 4L 32 3R Am N
B, B oA R F 28 gm B Ahab AR SRR microRNA M 53 K 5% i £ 5% & 35 microRNA | i it miRanda & % 547
%5+ # 35 microRNA ¥k B, 5147 KEGG pathway %47, &R 5 xR A ek ol ie kiR shik kA 14 N £
J+ %A microRNA , 2 F 13 A microRNA J:‘L}ﬂ( é"jf’é mmu-miR-2137 .mmu-miR-5126 . mmu-miR-690 F= 10 A~ #7 & B %%
microRNA) ;1 A microRNA F i (P<0.05), i#it miRanda 3L % 7% %) £ F & & microRNA #9¥e 4 B 54 & KA H A5
AT 20 # ¥e A7 A B A A A8 % microRNA #) ;?J%;ri W% B, % KEGG @ % 5 # &, 27 &% microRNA £ 5 T
MAPK 1% 5 i@ % PI3K-Akt 15 5 i@ %% Wnt 5 5@ 5% eE T, &g ek ﬂmémﬂ@%n/%’ww:ﬁ& microRNA % i& i
KANR LA, SFZ A RIAT MAPK 5 % 45 58 %, 3t f 3% v O MUIE K 09 % 32 4 28 1F

[hESES] R363 [ XEAARIRAS] A

Study on the microRNA expression profiles of exosomes derived from hypertrophic

cardiomyocytes and its proposed signal pathways

FENG Yue'?, QIN Lei', TIAN Ying-Jie'”, WANG Zhan-Li*, YU Hui’

(1.Graduate School, Baotou Medical College, Baotou, Inner Mongolia 014030, China; 2.School of Public Health, Baotou
Medical College, Baotou, Inner Mongolia 014030, China; 3.The Inner Mongolia Autonomous Region Key Laboratory of Dis-
ease-Related Biomarkers & Institute of Molecular Medicine of Baotou Medical College & The Second Affiliated Hospital of
Baotou Medical College, Baotou, Inner Mongolia 014030, China)

[KEY WORDS] Hypertrophic cardiomyocytes; FExosome; Differentially expressed microRNA

[ABSTRACT | Aim To obtain the differential microRNA expression profiles of exosomes derived from hypertrophic
cardiomyocytes and normal cardiomyocytes. Further, target genes and signaling pathways were analyzed to explore the possi-
ble molecular mechanism of the differentially expressed microRNA involved in cardiac hypertrophy. Methods Primary
culture of cardiac myocytes was prepared from three-day-old Wistar rats. The cells were then divided into two groups: model
group and control group. In the model group, cardiomyocyte hypertrophy was induced by Angll (1 pmol/L), whereas the
cells in the control group were not given any treatment or only added culture medium. Additionally, the exosomes were isola-
ted, and the differentially expressed microRNA of exosomes were obtained by microRNA sequencing technique.
Furthermore, target genes of differentially expressed microRNA were identified by miRanda algorithm, and KEGG pathway a-
nalysis were carried out to identify significant biological processes and key gene/protein. Results Compared with the

control group, 14 differentially expressed microRNA of exosomes in the model group were identified. Among 14 differentially
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expressed microRNA, 13 were up-regulated (including mmu-miR-2137, mmu-miR-5126, mmu-miR-690 and 10 were newly

discovered microRNAs) , and 1 were down-regulated ( P<0.05).

In addition, 54 target genes of differentially expressed mi-

croRNAs were obtained, and then local network diagrams were constructed using the target genes of the first 20 and their re-

lated microRNA. KEGG pathway analysis indicated that the differentially expressed microRNAs was involved in the regula-

tion of several signaling pathways, including MAPK, PI3K-Akt, and Wnt pathways.

pression profiles of exosomes derived from hypertrophic cardiomyocytes changed significantly.

Conclusion The microRNA ex-

They regulated several

signaling pathways through target genes, and further affected the pathophysiological process of cardiac hypertrophy.
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Figure 1. Differentially expressed microRNA of exosome derived from hypertrophic cardiomyocytes
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Figure 2. Differentially expressed microRNA target prediction netgraph
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