0000 http://www.cqvip.com

— 1050 — EEKEMKFF 2008 £8 33 %5 91 (Joumal of Chongging Medical University 2008. Vol.33 No.9)

- RS :0253-3626(2008 )09-1050-04

B iR S A2 LR R B UL S R ok R 1T ik ik

EFERRLK B2
(L) EmEET ML EEBMRER.LHRL BERE  637000;2. ERERKEMBE—EBROABEX  400016)

[ BB & . EHRRBEHBAFMEZEE(Left ventricular hypertrophy, LVH) X B AT, f AT, (383, HE— 535
WIERHKE I (Angiotensin Il , Ang Il )ZARFE A ENEE A RVEF BT RENLH . 5 o . RAIE L3k 4e S s LVH 8, 14 B
Sprague—Dawley(SD) K BBEHL K : (DBFARA (n=7); Q)FRHA(FARA n=7); HEHE 4L R RT-PCR 1 i & E7H ¥ I
ZE(AT)IFRE, FRTR LVH 93845 DA 4L 22 FRIEH(LVMD WO UL EAR(CSA) O U R T8, &
X 5BFRAKE, F R4 SBP.DBP .MBP,LVMI,.L: U148 CSA Lo ULABBRIIA 1= 45 % (Apoptosis index, APOI) 1% Ang Il K%
R AT, M1 AT, EA I mRNA MRAKEPHBEARRT., &% . EZEERROUASR AT, f1 AT, AE B mRNA #35K 8
BFAR AT, fl AT, B2 5 FEESE, (B & e R M E R AER,

(xR )= N ERKRDT ;24
[hEEH S 2ES B JR541.3

[ SrixiRingE A [ We#8 E 348 12007-12-03

Expression of caraiomyocyte angiotensin Il receptors in rat with pressure

over load—-induced left ventricular hypertrophy
WANG Yu-bing,et al
(Department of Cardiovascular, the Affiliated Hospital, North Sichuan Medical College)

[ Abstract] Objective:To investigate the role of Ang Il receptors(AT, and AT,) in the left ventricular hypertrophic process and
its mechanisms through detecting the expression of Ang Il receptors(AT, and AT,) in hypertrophic cardiomyocyte induced by
pressure overload in rats. Methods:Fourteen Male Sprague-Dawley rats were divided into two groups: sham group(n=7),and
operation group(n=7). Left ventricular hypertrophy model was well established after abdominal aortic stenosis in each group.The
expression of AT, and AT, was detected by immunohistochemistry(IHC) and RT-PCR,respectively. Indexes of left ventricular
hypertrophy , including myocardial fibrosis , LVMI, cross—sectional area and apoptosis index(APOI),were also measured. Resulls:
SBP,DBP,MBP,LVMI,and cardiomyocyte CSA,APOI, level of plasma Angll and expression of AT, and AT, in operation group
were markedly increased as compared with sham group. Conclusion:Expression of cardiomyocyte AT, and AT, receptors were
increased significantly in rat of left ventricular hypertrophy,which indicated that AT, and AT, receptors both participate in the
process of left ventricular hypertrophy but they may play antagonism effects.
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EIER RSN SD KR, 12 B, R E X (227 £ 18)g,
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12 SR E S

KA E BBk A ve B ST LVH BRI, R 10%7K &
FE(0.5ml100g) K RRBES EX A M T HE, H BB E
bk, FAREAEE S £ Smm A FH22E0H 7 B4 (H
#2450 Tmm Y5 F BRI R AL, il 3k, R 3k aE
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A B I R BURAS
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EERRERRBCS , B AT RS AR RN EHEE,
SEHREE GRS A S EARAEME SO RNES,
i F Bk ZE E (Systolic arterial pressure,SAP) ., BIBKEFIKIE
(Diastolic arterial pressure, DAP) .3 Bk £ (Mean arterial
pressure, MAP ).
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ATGGCTG-3", Fif#/F3:5’ ~ATAGCGGTGTCCACAATGTC-
3', ¥I#KE 401bp, AT, FHFTF:5 -GAACAGAATTACC
CGTGACC-3", Fii#J¥ 51 :5"-GAGCCAAGTAATGGGAACTC
3" YK ¥ 282bp. GAPDH {5731 :5°~AGAACATCAT
CCCTGCATCC-3", F##¥%1:5°~ACCCTGTTGCTGTAGCCAT
A-3’PHEKE 360bp, B KIREHHR 554C,
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BRIk, BRI LIS R 45 (£ 1 BIO-RAD 28] )44
SKE, H Quantity—one FFHATE B TFIEE BT, 45 %
LLFR 5 A9 DNA 47 BK B 525 GAPDH B9 DNA 47y
REAEZ R,

135 FATKRI GRS R RAME Z R
KA, B AR sl SR R R RS A 49 dUTP RO
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£R2 FRAMBFREAATI M AT EERERRIEKEHLLE
Ei-17 BFALH FAHA P
AT, EH 0.13 £ 0.05 0.49 +0.14 <0.01
AT, EH 0.09 + 0.04 0.41 £ 0.06 <0.01
AT,mRNA/GAPDHmRNA 0.76 £ 0.13 1.61 £ 0.37 <0.01
AT,mRNA/GAPDHmRNA 0.30+0.10 0.81+£0.18 <0.01
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