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Table The changes of myocardeal SOD and MDA after reperfusion(xt s)
Reperfused time( ¢ /min)
Preisch emia
0 25 5 10 20 30
SOD(u /ml) 0.9412f 0.243  0.9232F 0. 214 0. 6355% + 0. 191 0.420F* + 0.280 0. 8316+ 0. 231 0. 917H 0.221 0.9318+ 0.272
MDA(Cg# mol L-1)  0.7208+ 0.413 0. 7142+ 0. 319 13.04* + 3. 19 13.86* + 3.39 11 83+ 2 13 5 301" += 1. 67 0.943- 0.413
n= 10,** : P <0.01vs reperfused 0 min
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Fig The protective role of hSOD on the endothelial dependent
relaxation of Ach in ischemic-reperfused rat hearts
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Effects of ischemia-reperfusion on coronary endothelial function and role

of oxygen free radicals in this process in rats
Huang Lan, He Zuoyun, Jin Jun, Xiang Changqging (Department of Cardiology, Xingiao Hospital, Third Military M edical

University, Chongqing, 400037)

Abstract Objective: To study the effects of ischemia—reperfusion on coronary endothelial function and

role of oxygen free radicals in this process. Methods:

The rat hearts were perfused with Langendorff

method. After regional ischemia for 30 min, they were reperfused to the effects of acetylcholine ( Ach), one

of the endothelium-dependent vasodilators,. and nitroglycerin (NTG), one of the endothelium-independent
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vasodilators, on the coronary vessels and determine the contents of myocardial superoxide

dismutase (SOD) and malondialdehyde (MDA). Following ischemia for another 30 min and reperfusion for

10min, thehearts were perfused with human recom binant SOD to observe its influence on the effects of Ach

and NTG- Results: The vasodilation by Ach was reversed to the vasoconstriction while that by N TG was not

influenced by ischemia—reperfusion. The level of SOD was significantly reduced but that of MDA increased af—

ter reperfusion. Human recombinant SOD exerted protective effects on vasodilation by Ach when it was used

at the beginning of ischemia. Conclusion: Coronary endothelial dysfunction can be caused by ischemia-—Teper—

fusion and might be related to reduction or loss of the ability of endothelium-derived relaxing factor produced

and released by coronary endothelium- Oxygen free radicals take part in endothelial damage during reperfu-

sion and superoxide anionss is thought to play an important rolein this process.
Key words

fusion injury; superoxide dismutase; rat

endothelim, vasculature; endothelium-derived relaxing factor; coronary crculation; reper—

The effect of magnesium sulphate treated on psoriasis

R758. 63

S & T ( ) . 400042
24 , ,
1 bl
24 . 18 , 6 ., 22> 60 , ’
37.4 . 23 , 0.76- 1.5 mmol/L, ’
1. 01 mmol/L
2% o~ 106 500
ml . 10ml ,
20 ml, 1 ,20d 1 .
: o~ 10 500 ml
) 200 mg 400 mg, 1 ,20d 1 ,
2
()
(% ) (% ) (% ) (% )
24 13(54.2) 8(33.3)  2(83) 1(42)F
13 0 4(30.8)  4(30.8)  5(38 4) 1 ’ ’
* 2P <0, 015 M8 Lk
< 5 st L3d 144
3 2 .
, 1988 663~ 667
, 200
* , »38 ,
184 , 335000

(

—— cAMP

23

: 1997-03-10;

(%h#t

,1992; 6( 3):

: 1997-11-14)
AR )



