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P2k B [ T4 1 98 128 1 Bel2 AW R FFEAR(P <0.05) ;55 Ang IT 5 4 FI 20 L BE, AN 8] ¥ B2 LIG 1 Ang I 0K & 1
RENE W 308 400 )0 AL 400 A JES A 3580 02, 40 i 3% TR R 40 B A 1 i A O T 2 R O S R RO AR N (P < 0.05) . &t
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Ligustilide Inhibits Ang II C-induced Cardiac Myocytes Hypertrophy
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[ Abstract ] Objective; To investigate the effect of ligustilide (LIG) on angiotensin I ( Ang Il )-
induced cardiac myocytes hypertrophy and it’s mechanism in neonatal rats. Method: Myocardial cells of SD rats
were isolated and purified for primary culture. The cultured myocardial cells were induced by Ang I (0.5 mg -
L") and treated with LIG (various concentrations: 20, 40, 80 mg -L.~") for 1 to 3 days. Another blank group was
established. Then the cells morphology was observed under inverted microscope and the cells surface area was
determined. Total intracellular protein levels were detected by using commercial BCA protein kit and the rate of
apoptosis was determined by flow cytometer. The protein expression levels of p53, Bel-2 and Bax in myocardial
cells were determined by Western blot. Result: As compared with the blank group, the cell morphology was
obviously changed after exposure to Ang Il ; hypertrophy effect was present in myocardial cells, the cells surface
area, total protein levels, and apoptosis rate were increased significantly (P <0.05). The protein expression levels
of p53 and Bax were increased significantly, and the protein expression level of Bel-2 was decreased significantly
(P <0.05). As compared with AngIl alone group, the combination effect of LIG with different concentrations and
Ang Il can ameliorate the Ang [l -induced hypertrophy of neonatal rat myocardial cells, the cells surface area, total

protein levels and apoptosis rate were decreased in a dose-dependent manner ( P <0.05). Conclusion: LIG can
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inhibit the Ang Il -induced hypertrophy of cardiomyocytes, and reduce the apoptosis rate maybe by inducing Bel-2

protein expression and inhibiting p53 and Bax protein expressions.
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FFLIMA 0. 1% Triton 100 pL ZEAEFH 5 min, DL
R 20 5 F 3 7 P, PBS TE VR AN 3 Uk AL A
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A. 254 ;B. Ang T 41;C. Ang Tl +20 mg+L ™" LIG 41;D. Ang Il +40
mg-L ™" LIG 41 ;E. AngIl +80 mg-L~" LIG 41 ([§1 2 ~6 [d)

1 LIG 3 Ang I #5890 B4R R 25 B9 S50 ( x 200)

Fig.1 Effects of LIG on morphology change of myocardial cells
induced by Ang Il ( x200)

i 2 T FRATS K T 28 (4L i 80 mg - L' LIG + Ang Il
AbPRZH A A0 R T AR S S A R T B R
WE 2,3,

B2 LIG X Ang Il 55 890 AL 48 B BB K 3650 R B9 20 ( x 400)
Fig. 2 Effects of LIG on myocardial cells hypertrophy induced by
Ang Il ( x400)
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AT i e BE 1Y LIG (20,40,80 mg-L~") i, .00 AL
200 i e R PR R AR, O S R R Ak g, 3
B, LIG Rtk kB O 20 mg- L7 B, 00 JULAH S T 26
W BE S AngllE 0 /E FH 20 20 e v 2 vk B2 LU B B A
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Fig. 3 Effects of LIG on myocardial cells surface area (x + s,

n=10)
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Fig. 4 Effect of LIG on protein synthesis of myocardial cells(x + s,
n=10)
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10° 10" 107 10% 10 ~10° 10' 10% 10* 10*
Annexin V-FITC

10°

B 5 LIG X OAAMmATHRME(x+s, n=10)
Fig. 5 Effects of LIG on myocardial cells apoptosis(x s, n =10)

0.05,P<0.01), bRgSEFH, Ang 1T 7T 42 342 14
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Fd Bax
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FHAMxRER

C D E

B 6 LIG Xt ORALZARE R Bel-2,Bax f1 pS3 EERIEM MM (X =5,
n=10)

Fig. 6 Effects of LIG on expression of Bcl-2, Bax, p53 protein of

myocardial cells(x +s, n=10)
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