£ 000 http://www.cqvip.com|

BERERKEEE 2004 £5 29 %% 2 8 (Journal of Chongging Medical University 2004. Vol 29 No. 2) — 181 —

WES S 0253 - 3626(2004)02 — 0181 — 04

FAE RO O 8 R RO LR JE T2 1Y
S B - o o B T Fi 1

o', Bk, pixle?

(1. T E - ARER-LAB BER 6100172 ERER K2 GR2EEAE, EE 400016)

(B E] 86 P s enssO €O T/ R0 KR AERIRRIIT R . % M8 A RER, B R0 54, K
HEdnigdl. 24P T I 4 B IO O RETE AR B ISR bR LOMAIIE T 3RAD - 2R L EELNES ALK, Al 503068
EANEFTHFSL20ERBIERLVMDA K, (P #<0.03); R4EHIEHH LINAE, & IF S %48, K LVML A L&
EIEH(RVMD AL FRE(P 59<0.05) . % EULRDR SO T ABRAT 2 5.0 EHIHET OREHE . R
TR INRE, DLHI T RE S5 KSR L R TR T A LR B X

(X8R) FMUAE CEEM MM RYEE

(PREBSEESES] RS 4;R329.24 [ X##RiRE] A [ B#] 2003-03-26

The influence of oxygen stress on cardiac apoptosis in heart failure rats

and the interference of carvedilol
HU Yongmei , et al
(Department of Cardiology , the Second People’ s Hospital of Chendu)

{Abstract] Objective : To investigate the influence of oxvgen stress on the level of cardiac apoptosis index{ Al) in chronic congestive
heart failure rats,and to intervene with the third — generation blocker — carvedilol 10 elucidate its mechanism. Methads : 8 weeks after
partially banding abdominal aortic arterv.20 Wister rats were randonmly assigned into two groups: (Dheart failure group( 2 =10); @
carvedilol group( n = 10). Meanwhile. sham — operated raws( n = 10) were established as a control group. After 4 weeks of remedy,
hemodynamic parameters, ventricular mass index( LVMI and R\'MI) (oxygen stress including superoxide dismutase (SOD) and mal-
ondialdehyde (MDA) ,and myocardiac apoptosis were studied. Resudts 1 \DCompared with sham — operated rats, all the hemodynamics
were deteriorated, and LVMI and RVMI were increased significaruly ( P<0.01 ~0.03). Plasma MDA was on rise while SOD de-

creased ( P<0.01),and cardiac apoptosis index was risen 10 48. 89% in heart failure rats (P<0.001). DLVMI was positively relat-
ed to the index of apoptosis, » =0.767 (P <0.01). In addition. niyocardial apoprosis level was positively associated with plasma MDA
but negatively with SOD activity, - = 0. 701, —0.636{( > <().03), respectively. Apoptosis was paralleled with worsening heart func-
tion (P<0.001~0.05). @ After carvedilol therapy, LVMI and RVMI decreased and SOD and MDA improved( P< (.01 ~0.05).

Heart function was also ameliorated, including systolic and diastolic function( P<0.01 ~(.05) . Morcover, cardiac apoprosis decreased
significantly( P<<0.01) . Conclusion : Oxygen stress may be critical for activation of cardiac apoptosis in the over — loaded heart. Apop-
tosts invalves in ventricular remodeling, predicting the prognosis of heart failure. Carvedilol can ameliorate heart function, whose mech-
anism may be in its improvement of oxygen stress, and inhibition of cardiac apoptosis and reversion of ventricular remodeling.
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