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Tab 2 The activity of lactatc dehydrogenase (LDH)
in coronary leakage (I1U/100 ml)

Control Ischemia-reperfusion GIK

9. 6- 31 31,17 11.37¢ 10. 8+ 5 NA

#*% . P <0.01vs control;

AA: P <0 01vsischemia—reperfusion
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Tab 1 Change of cardial function(n= 14,5+ s)
Control Is chemiazTeperfusion GIK

LVSP(kPa) 14 6+ L 11 9. 83t 2.86° 16 GLE 1 8544

LVEDP(kPa) 232k 0. 26 3.74E 0.62* 2 4H 0.5M4

HR(beat /min) 214. 06t 37. 00 140. 06t 31+ 202. 00 334A

+ dp/dime (kPa/s) 170. 00t 32. 77 95.43F 35.14* 182. 10t 40. 4A4

— dp/dtne (kPa/s) 107. 43E 26. 44 45,52k 22.45* 108. 10E 35. 9244

CF(ml /min) 81+ 1.4 4.6+ 0.9" 734 1. AL

CO(ml /min) 20.7+ 3.6 10.5H 2.1 18. 9+ 3. AL

*: P <0.05, %% : P <0.01lvs control;A: P <. 05,“: P <0.01vs ischemia-reperfusion
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LVEDP (P <0.01)
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Fig 2 Cardiomyofibril arranged in a chaotic state, I bands
disappeared and Z lines widened- The mitochondria
was hollow locally, its creast broken and its number
reduced. Glycogen granules disappeared in ischemia-
reperfusion group( TEMX 15 000)
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Fig 3 Cardiomyofibril still arranged in good order, I bands

widened. The mitochondria was approximately nor-
mal in GIK group( T EM< 15000)
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Fig 4 A certain amount of glycogen granules in the cy- GIK
tochylema were seen in GIK group, and more than GIK

those in control group. (T EMX 20000)
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Protective effects of glucose-insulin-potassium on myocardial injury after

ischemia /reperfusion in isolated rat heart
Cao Xinlai, Liu Qiaoyi (Department of Anesthesiology, Xingiao Hospital, Third Military Medical University, Chongging,

630037)

Abstract Objective:

To explore the protective effects of glucose-insulinpotassium ( GIK) on myocar—

dial damage after ischemia/ reperfusion. Methods: After 42 rats were randomized into the control, ischemia/

reperfusion and GIK-treated groups, the animals were killed to establish the model of isolated working heart

with Langendorff device. Then the parameters of heart function and activity of LDH were determined with

biochemical assay and the changes of myocardial ultrastructure observed with electron microscopy. Results:

Ischemia/reperfusion induced the obvious decrease in HR, LVSP, (dp/dt max, CF and CO, increased

LV EDP and activity of LDH in coronary flow and damaged myocardial ultrastructure- But no significant

changes were found in GIK-treatecd group and the control group. Conclusion: GIK can prevent myocardium

from injury after ischemia /reperfusion and improve the function of the isolated working heart.
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