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 E B FIHERM (ursolic acid, UA) X Il 55K K Il (angiotensin 11, Ang 11 ) %55 K BCo VU4 i JIE O 1% 410 okl 76 )
KRS . ik E MR BB AE KEC LA . CCK -8 5 UA (2.4 .8 16 wmol/L) X0 JIL 20 Ji 119 35 4 1
FHYEEE R Ang 113755 8 578 A2 K BLO WLAN M AR AR AL oS58 75 X 40 (control 2 ) (Ang I 41 \UA + 40 . LY294002 ( PI,K/ Akt
WD) TR AL 4 20, UA FI LY294002 3 B4 30 LA L 30min, LLC ULZH R AR LB - LBk 22 B & 4% (B — MHC) mR-
NA FU &4 ik (BNP) mRNA 32 35 7E Sy 0 JUAE I K AR &, [R) B4 ) 2 1 S 3 BRI VA A I T — Akt (total Akt) 1 p — Akt ( phospho —
A EHRE. R BHETUESACHAMA K RIF. 5 control 414t , Ang Il ZHH1 UA + Fi 41 < B0 JUL 20 g 3% i AR 4
J(P <0.05) ,1.Y294002 15 4.0 WLAN ML e 1l AR 22 5 LSe35 L (P >0.05) ;5 Ang [l ZHAH I, UA B2 F1 LY294002 5 20
KL L0 it 2 RS /N (P <0.05) o 5 control ZHAH ., Ang [T ZH /% p — Akt 2 4 .BNP mRNA I B - MHC mRNA %3k i 35 3 Jin
(P<0.05);5 Ang Il 4HAH L, UA F T 20 A1 LY294002 + Wi 4L /) p — Akt 75 [1 .BNP mRNA 1 B - MHC mRNA F kB EL (P <
0.05) ; UA T i Ml LY294002 T i2H = ] p — Akt & [ .BNP mRNA il B - MHC mRNA Eik¥ % B LG5 L (P >0.05) ;4
AN T - Akt B K LR LFEITEZ XL (P>0.05), &t (1) Ang [T 35 5 09 57 24 7 BLO LA MG A ok 780 o0y JIL40 i
R RGN, BNP mRNA Hl g - MHC mRNA 23k 75, W AEA p - Ake 8 R0, 4878 PLK/AkU3E BKTE Ang 1 2.0 140 AR
REREEEMEH. (2)UA BB Ang 11755 09 K B0 JULZ0 ML RE K, 4.0 UL 40 i 3% 1 AU/, p — Akt 25 1 .BNP mRNA F1 B -
MHC mRNA F kg, X 5 LY294002 1F F— 2, $#278 UA 0] 68 28 o 90 PL K/ Ake 38 1m0 & #E 5.0 WUIE KA/EM .
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Study of the Inhibiting Effect of Ursolic Acid on Cardiocytes Hypertrophy in Rats Induced by Angl.  Pei Linghua, Xia Yong. Depart-
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Abstract Objective To explore the inhibitory effect of ursolic acid on the hypertrophy of cardiac myocytes induced by angiotensin
I (Angll ) in rats and its possible mechanism. Methods Neonatal rat cardiomyocytes were isolated and cultured by conventional meth-
od. The optimal concentration of UA (2, 4, 8, 16umol/L) on cardiomyocytes was determined using CCK - 8 colorimetric method. Hyper-
trophy model of rat cardiomyocytes was set up by adding Ang Il . The experiment was divided into four groups: control group, AnglIl group,
UA intervention group,LY294002 ( PI,K/Akt inhibitor) intervention group. Cardiomyocytes were pretreated with UA or LY294002 for 30
minutes. Myocardial cell area and beta myosin heavy chain (f - MHC) mRNA as well as brain natriuretic peptide( BNP) mRNA were re-
garded as the marker of cardiomyocytes hypertrophy. Western blot was used to detect expression of T — Akt and p — Akt protein. Results
The cells grew well under the phase contrast microscope. Compared with the control group, Angll intervention group and UA group in-
creased cell surface area (P <0.05) ,then LY294002 intervention group had no significant difference in cell surface area (P >0.05).
Compared with Angll group, UA group and LY294002 intervention group reduced surface area of myocardial cells( P <0.05). Compared
with the control group, Angll significantly increased the expression of p — Akt protein as well as BNP mRNA and g - MHC mRNA (P <
0.05). Compared with the Ang Il group, LY294002 group and UA group could significantly reduce them(P <0.05). There was no sig-
nificant difference in the level of above indexes between LY294002 group and UA group (P >0.05). There was no significant difference
in the level of T — Akt protein among the four experiment groups(P >0.05). Conclusion Angll induced cardiomyocyte hypertrophy.
UA significantly reduced the augmented myocardial cell surface area induced by AngIl and reduced the BNP mRNA and § - MHC mRNA
level, as well as decreased p — Akt protein expression. It suggested that UA played the role of anti myocardial hypertrophy through inhibi-
ting of the PI,K — Akt pathway.
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