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(@ E)] B ARTRERTIMIIREEFAZTLEARLFLEERRE (IDKERLESERZSINA
L p-ERK1/2% B K-F ey Fh, i T ERTES S EMGTRMIA . K S07 SDHEN KRS H
S EF R BAA, 10mg/( kg d)FTHEMREITA.30meg/ (kg d)FTIETAR S IEM, &4 107, RE
FOAIR, FTRETHERS, BTV ERBRFARER RAET AL, BFRAAARVAXIHNFE
ERLKEFT, HFOEFRI—K £ 4B, REEREIMNZAM TFHRANATAE 2A. 4B LETR., 485
RAKR, MERIARE ACELTZ ACETENHIHEFEA NS M mE FH A2, BHRLBAARENZ o
FahERRE (1-7)RE; LBRPEESMSI pERK12&E G RZEKF. R 30mg/ (kg d)F ki iTaFfe
10mg/(kg* d)FTHeA% AT K28 R 91 S AL T AR L (P< Q 01), 30mg/(kg® d)FT AT S0 4% R 91 248 T 10
mg/(kge d)FTHAREITH (P<Q 01), B0 22004 E A 2IKF 30mg/ (kg d)FTHEMITHEF 10me/( kg d)
A iTa (P<Q01); BF KA. 30mg/(kgs )FTHELTA, 1I0mg/(kgs d)FTHREALTARG Y ZH LS
FEZHHEARMKTEAL (P<QO01), 30mg/(kg* d)THEMLTAASEEZHHARIAT 10mg/(kge )T
FARAMITE (P<Q05); BF KA. 30mg/(kge d)FTHARITARL Y 2ASPmB-FH AR BIKTHEAA (P
<0 01), 10mg/(kg* d)FTdeEALTHERABLZ R (P> Q 05); 10mg/(kge d)FT4e&AT48. 30 mg/( ke d)
FIREAITAREG YA F Ang-(1-7)RAERFZHTFEAM (P<QO01), 30mg/( kge d)FTHE AT R H 32
Wi Ang-(1-)KREAEZHT 10mg/(kgs d)FTHEMAITH (P<Q 05); 10 mg/( kg d) M &4 T4, 30
mg/(kge d)FTHARMITHARSSEME pERKI2& QA A K FEFRTHEAEE (P<QO0l), 25 TFTRFRA. &
B AT ENREEA SR E KRR SIEMNBEAEHEER, I SRR D R FFF S IER A
L4 p-ERK1/2F A RAKFH X,
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The M echanisn of A torvastatin Reverse M yocardic Ranodel in the Hypertensive

Rats with Abdam inal A ortic Constriction
WANG Nian-Dong DU LiBing WANG An-Caj WANG Jun-Yuan and HE ShirBao
(D arment of Cardiology, Navy Anqing Hopital Anging, Anhui 246100 China)
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[ABSTRACT] Aim To investigate the effect of atorvastatin on serum Ang( 1-7) concentration and p-ERK1/2 pro-
tein expression level in left ventricular hypertrophic myocardium in the hypertensive rats w ith abdam inal aortic constriction
and to explore the underlying m echan ism. M ethods Fifty adulimale SD rats were randan ly divided nto follow ing
five groups (n= 10): shan group model group 10mg/( kg® d) atorvastatin group 30mg/( kg® d) atorvastatin and 20
mg/(kg* d) valsartan group  Drgs were dissolved in physiological saline and orally adm mistrated by gavage fran day 1
after operation until fourweeks  Systolic blood pressure ( SBP) was taken before and after adm inistration by 2 weeks and
4 weeks by taikbcuffmethod  Ratswere sacrificed after 4 weeks and body weight (BW ), left ventricularweight ( LVW ),
left ventricularweight index ( LVW I) weremeasured the average dian eter of cardiam yocytes w ere m easured and the chan-
ges of cardiac histopathology were observed by HE staining serum Ang ( 1-7) concentration was detem ined by enzym e-
Inked mmunosorbent assay ( ELISA); p-ERK1/2 proten expression level mn myocardic tissue was detected by W estem
bltting Results SBP in 10mg/(kg* d) and 30mg/( kg® d) atorvastatin group were significantly lower than that n
model group (P < Q 01); SBP n 30mg/( kg® d) atorvastatin group was significantly lower than that n 10 mg/( kg® d)
atorvastatin group (P < Q 01); SBP i valsartan group was significantly lower than that n 10 mg/( kg* d) and 30
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mg/(kg* d) atorvastatin group (P < Q 01).

shan group 30mg/(kg® d) atorvastatin group and valsartan group (P < Q 01).
group wasm arkedly lower than that in 10mg/( kg® d) atorvastatin group(P < Q 05).

Campared w ith model group LVW [ was markedly higher than that anong

LVW I n 30mg/( kg® d) atorvastatin

Canpared w ith m odel group m ean

diam eter of card iam yocytes were significantly higher than that anong shan group 30 mg/( kg® d) atorvastatin group and

valsartan group (P < Q 01); therewas no difference of average diam eter of cardiacmyocytes betveen 10mg/( kg* d) ator

vastatin group and model group ( P> Q 05).

Serum Ang ( 1-7) concentration in model group were markedly lower as

canpared to that anong 10 mg/( kg* d) atorvastatin group 30 mg/( kg® d) atorvastatin group and valsartan group (P <

Q 01).

as canpared to that m 10mg/( kg® d) atorvastatin group (P < Q 05).

Serum Ang ( 1-7) concentration in 30 mg/( kg* d) atorvastatin group and valsartan group were markedly higher

Canpared w ith model group  the expression of p-

ERK1/2 protein anong 10 mg/( kg* d) atorvastatin group 30 mg/( kg* d) atorvastatin group and valsartan group were

sign ificantly downregulated (P < Q 01), but higher than that m shan group

Conclusion A torvastatin can reverse

myocardic ranodel in the hypertensive rats w ith abdam inal aortic constriction, which may be related to reducing p-ERK1/2

protein expression level in pressure overload-induced cardiac hypertrophy tissue
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HEZ &, EEMETHA 400 EHE, kA
FEHLE B 10 EF, ZEAEF & 544 M, Brik 28
MBI MAZAL T A+ &, & EHE#H A hagePro
PusBK G MM E M, MPHEE, HE B H
SREHANEER, BN AR FHER. B
HRBAECEHRFEOHAHAL 0 2g ET— 80CKk
$ R TF, Fl T W estem blotting 1 o
L7 MEFMERKE (1-7)KRENE

WE G, BRES KRB D 2ml, EF FRREF,
HABEABEBEL 1000 minE 8 10min 4%
&, — S0CIRIRIRAF. % B ik 0% W P 5 I = i
& Ang( 1-7)iRE, mHEIEAF & U A E4FE.
1 8 10AL p-ERK1/2FHRIAEKFEHEM

BAEQCERBEEL, 100mgZ A, 85 EK
NE K &, O B AR R 400BL 5 3, Bk b
BE 10min R EBAELYL, 24 30mn /s, 12000
rminx5Smin 4C, B EE. B LowyR#HETEAE
E. M 20UgEAMALEHEZAFR ZH 3mn/s
#AT SDS PAGE H.3. # PVDF JE®#. k. % PVDF
BRET oM EDRY, ERTTERLAA 2
h ¥—HF Fo BRI BERE — Z AR, 1
PVDFEEH N — A B R+, 4CHF I H (£ KR
pERK1/2#h# B 1: 400/ B ). ¥ A

® L AT SERRGHEENFZM (¢ T mmHg)

B ARG (RETAYEBARIDH F R A
G 1. 400 %), £ PVDFEK N R FHE
WP EERTHEE 2h 4 PVDFEREREE L, A
MEHREK L € TERMME PYDFIE L, BH R
HERST M G E PVDFE. ERBRX, S#HIRE
%o &R E IR E G TR B R R E ROk
X#WR K EE. p-ERK1/2E & &K AF LMK
X o R A EEAAN T RF AL EIRET.
L9 Gt

U v 2R, FAMERBELERALE
EHENN, AR ZALERRA NK&, HEA S
A A EHBELKRREA LSDiE. M P<Q 0SHER
HETFES

2 £ R

21 PAFEfRAh )T XU 4 E RO 200

ARG 45, 30mg/(kge d)FIFEARAMIT 4. 10
(P<QO0l); 30mg/( kg d)BIFEA AT 24 W4 #H
TAKT 10mg/(kge d)FTFEARARITZ (P < Q 01).
YL AW AE R B THEAA (P<Q01), HES
FTFEAR MY THZ AP EREZE R (P< Q 0L 3K 1),

A n Nl ARJG 28 AJg 4

BTFARH 10 106 90 X5 72 105 40 *4 58 105 50 £4 90°
TR 10 108 00 5 77 144 60 15 44 156 20 T4 64
10mg/( kge d)BTFEARARIT 20 10 106 10 X6 28 140 40 4 20° 149 60 4 67
30mg/( kg d)BTFEARAMITH 10 106 50 X5 46 137 40 £3 37° 131. 30 £3 47%
4 ybIH 4 10 106 40 X4 67 112 30 =7 32° 108 70 =5 68"

aN P<QOL SHEMALE; bA P<Q 0L 5HPHALLK.
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oA

KRG 4/, BHFARA. 30 mg/( kg d) B4R Ab
TH. 10 mg/( kg d) FTFCARAR YT 4H & 470 H A
LVW IR B A4 (P < Q 01); 30 mg/( kg* d)
FIFEARARYTZH LVW I RAKT 10 mg/(kge d)FT+E
fRMIT4H (P < Q 0L F 2).
2 3 PAFERAMRIT XN 4R R T3 B R A 2

KRG 4/, BFARA. 30 mg/( kg d) B4R A
VTR R 45038 40 0 LA i ST 32 AR B S BH R AT
R (P< Q 01); 10mg/( kg d)BTFEARARIT 4L 0L
M- P EASEMHATLHEZR (P> Q 05); 41
YA ERS 30 mg/(kge d)FTFER

HITHLEZES (P> Q 05); 1 30 mg/( kg d)
FFEARMITH S 10mg/(kge d)BUFEA AT H 2= F
HE (P<Q03% 2).

2 4 PUFEMRAMSTIMBMERKE (1-7)KEMNE
M)

ARJG 48, 10 mg/( kg d)FTFEARABIT 4. 30
mg/( kg* d) BFEARARYT 40 R diyb tH A A 13 Ang
(1-)IKEEZ RS THEAA (P < Q 01); BAIH M7
Ang(INIRESBFARAAZBTLTHEZER (P>
Q 05), 15 30 mg/( kg* d)BFEAAhyT L AER VS H A
BHEET 10mg/(kgs d)FTFLARMITA (P < Q 03
£ 3),
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* 2 FEEESTRESLEFREOARE (v )

9 #A n BW () LVW (mg) LVW I(mg/g) O LA BAR (Fm)
BTFARH 10 344 0*14 4 564 3 X515 L 64 %a 11" 9 681 a 87"
ikl 10 338 416 7 958 6137 7 2 83%a 16° 12 261 1 25
10mg/(kge d)FFLfRfhiT 4 10 328 917 91 887 7 t44 25 2 71 0 16® 11 631 1 23°
30 mg/( kg d)BTFEARAIT A 10 329 7%18 0 631 20 £39 76 L 920 15* 10 424 a 77°
ETbU L 10 332 719 96 601 6 132 76 179 %0 11* 10 35+ Q 83°
aly P< Q0L STFARALE: bA P< Q0L HSEMAHLE:; N P< 05 5&HZ MMM LLE.
%3 RE AARAARMIE Ang(1-7)5KE (x £ ng/L) 3 71 i
2 oA
— Lt A3 T g L 5 2 R o 0 — A
—_ 0 A P B AR B AR, R A S AN B 5 I R 5 B

10mg/( kg d)FTHEARAMIT 4 10 202 70 16 50°
30mg/( kge d)FTFEARARIT A 10

AybiE A 10

401. 81 £19 06®

423 43 £15 66%

aN P< Q0L 5HAALLLE; bR P<Q 05 5HIEALE.

25 PFERMRITXH0OAL pERK12EBRIE
spA)
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EARBKFEEMRFERA (P<a 0l),HEET
BFERA (B 1).
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Z1.50
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44kDa o~
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«2.00
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P< Q0L GHEMALLE.
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TTAMUAE RLPEAR G 7K T, I8 2508 5 O LR A4 1)
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FRLREK, $0I A A B, B DV S D Re. 243
FIEILE L (MAPK )5 Sm K 7E 'UE)IHEj(éHﬂE@
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g2z,

AWFFE R, R M Ang( 1-7)KE B EKT
FIFEARA T4, p-ERK1/2%E AFXE KT E. ML
BRI FEARAMYT T FIEI7 )G, M Ang( 1-7)RE &,
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ERK 1 /238 B &A% 0 AR 70 IER) Thg . (BRI
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