$33E Fa
20124 7 H

kR (RN Vol.33 Nod
JOURNAL OF SUN YAT-SEN UNIVERSITY (MEDICAL SCIENCES) Jul. 2012

H AR A SR 15 Se L iE R A

Wil T, X R, M, BR OB, AN NI, BEEIR, I
(P REMY RS —E e AR AR Bh G A 5262, T A M 510080)

B E.[HM)] B AHEENLE EKE (Ang) A OUANIERFEMEM . [J7ik] BRI RO LA, >R
Ang 11 F B SO WUAE K AR TR 3 76 Sy S f0BE T WA O LAR M B 25, SR FH Real time PCRBE ARG 0 JULAH I AE Ao
D IEFNZ K (ANP) 25K  Western blot KGN LC3 B FIMIFIA, [455R] Ang T1 AT A WA G SE LC3 |RAMRS. A
Wi BT 3—F JEBRIGERS (3MA) SEHE Ang TIEFHONATEIE R . [4518]  Ang T AT B 590/ W85 0 LT A AL
Ko

SRR O JUANL ;O LI K A SR ER 1L 5 s 5 AH ] PR A R 1 1 324 3

FE 4K S R363 MERPRAEARD: A XERHE . 1672-3554(2012)04-0440-04

Role of Autophagy in Angiotensin II Induced Cardiac Hypertrophy
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Abstract; [ Objective] To investigate the role of autophagy in cardiac hypertrophy induced by angiotensin Il (Ang I ). [ Methods]
Cardiac hypertrophy was induced by Ang Il incultured neonatal rat cardiomyocytes. Morphology and expression of hypertrophy marker
atrial natriuretic peptide (ANP) were detected by optical microscope and real time-PCR. Autophagic marker, LC3 level was tested by
Western blotting. [ Results ] Ang Il increased volume of cardiomyocyte, and up regulated RNA expression of ANP. Ang Il inhibited
autophagy related gene L.C3 protein expression. Blocking autophagy by 3-MA could significantly enhance myocardial hypertrophy
induced by Ang II. [ Conclusion] Ang Il may induce myocardial hypertrophy by inhibiting autophagy.
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Fig.1 The expression of LC3 protein in neonatal
cardiomyocytes hypertrophy induced by Ang II
The upper shows the representative Western blot at 0 h, 6 h, 12
h, 24h, and 48 h; the lower shows the average ratio of LC3 I/
1)P<0.05 vs

from five independent experiment at corresponding time.
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Fig.2 The effects of autophagy activation on cardiomyocyte hypertrophy induced by Ang II

A; The upper shows the surface area of cardiomyocytes under microscope, and the below shows the averge data from 50 random cardiomyocytes (x

400).

(a)control group;

(b)Ang Il group; (¢)Ang Il +3-MA group; (d)3-MA Group. B: The mRNA expression of hypertrophy marker atrial

natriuretic peptide (ANP) from four independent experiment. 1)P < 0.05; 2)P < 0.01 vs control
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