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# E:BH KoL EH microRNA-21(miR-2D Ao 454 £ K B F (TGF)-8; 6§ &k K -F, A LRIES ARG S E
FM R EGERME . FiE I 200 BE KA B B # YA S LA SR & e A 100 B4 R AR A B R R, S AR A R AR
¥ PCR # | &40 f2 ¢ miR-21 4o TGF-B, #9 A KK F. HR LHESRAE. SMELEH oL miR-21 4 & & 5 I RL
FBH3IEBTEE LK. 5HMA0.74+0.21 vs. 2.62+0.23,0s. 3.671+0.25,0s. 4.1340.27,P<C0.05; & AL & & o
TGE-B, 9 R X SMMAEH 3K H TR H 14 £,4 84 0.98+0.18 vs. 2. 35+0. 24,05, 3.67+0.25,0s. 4.13+0. 27, P<
0.05, S EF h ¥ miR-21 = TGFB, M A SIARRE S FH ik T AE LA, £ miR-21 4 TGF-B, mRNA 5§ £ £ 47
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The expression levels of miR-21 and TGF-p, in cardiac remodelin affer myocardial infarction”
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Abstract: Objective To detect the change of exoression level of plasma microRNA-21(miR-21) and TGF-; in cardiac remode-
lin affer acute myocardial infarction CAMI) of the pateins. Methods 200 pateints with AMI and 100 normal controls (age, sex
matched) were enrolled. Blood samples were obtained from the normal controls and patients with AMI on the 3 days,7 days and 14
days. Real-time PCR was developed to detect the expression of miR-21 and TGF-B, in plasma. Results The expression of miR-21
was significantly up-regulation in the 3 days,7 days and 14 days in MI group than that cntrol group,0. 74=40. 21 vs. 2.6240. 23,
vs. 3.6730.25,vs. 4.137£0. 27 up-regulation in the 3 days,7 days and 14 days in MI group than that cntrol group,0. 98+0. 18
vs. 2.3540.24,vs. 3.6730.25,vs.4.13+0. 27, P<C0. 05, respectively. The expression of miR-21 and TGF-B, were up-regulation
with the change of cardiac function. Positive relationship between miRNA-21 expression and LVDd (r=0. 757, P<C0. 05) ; Positive
relationship between TGF-8; mRNA expression and LVDd(r=0. 701, P<C0. 05). Conclusion The expression of miR-21 and TGF-
B1 were up-regulation in cardiac remodelin affer AMI of the pateins, which involved in regulation in cardiac remodelin affer AMI.
microRNA-21;  TGF-8,
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13,1 Ifi % miR 42 BRGS0 JIUEE BB 5 TE R R A
BeJE 55 3 KB 7 R HS 14 KR 3 mL(EDTA $80 &0 )5 -
N mircute miR £ B3 R & (b mt RAR 2w 32 B 3¢
tomiR, Jif AT 26 [E BIO 24 &) i 52 1 286 5 & PCR UK DU 1 3¢
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miR-21 qRT-PCR L : TAGCTTATCAGACTGATGTTGA
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