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Mechanism of cardiac dysfunction after myocardial contusion in rabbits
MIN Jia-xinn ZHU Peifang WANG Zheng-guo (Depaitment of Thoracic Surgerys Xingiao Hospitak Third Military Medical University, Chongging 400037,

China)

Abstract: Objective To explore the roles of intramyocardial calcium and myocardial ATPase in the mechanism of the cardiac dysunction after
myocardial contusion(MC) in rabbits. Methods The models of MC were established with BIM- Il Bio-impactor on 36 rabbits. Cardiac functions
free calcium content and the ATPase activity in myocardial tissues and cardiomyocytic mitochondiia before and 0.5 2 4 6, 8 12 and 24 h after

injury. Results The candiac functions were impaired. The free calcum in myocardial cells was higher; The activities of the Ca®" -ATPase and

Na'-K " -ATPase in the homogenate of myocardial tissue and the cardiomyocytic mitochondria were decreased markedly after MC. There was a nega-

tive comelation between the cardiac functions with the free calcium and positive correlation between the cardiac functions with the activity of the AT-

Pase in myocardial cells. Conclusion The cardiac functions are changed obviously after MC. The increase of the free calcium and the decrease of

the activity of the ATPase in myocardial tissues and cardiomyocytic mitochondria might contribute to cardiac dysfunction after MC.
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Tab 1 Changes of the functions of the left ventricle in rabbits after MC(x +s)
LVESP(kPa) +dpldt,,, (kPals) PP Vpm(1/s) T (msec) LVEDP(kPa) —dpAly,,, (Pak)

Pre- rauma 16. 92.4 8631289 14.6 3.9 8.0+1.9 18.4+4.7 —0.8+0.97 —710+190
Post-traumaCh)

2 14.242.6 * 6074251 ** 9.043.0"" 6.3+2.5 29.344. 5% 0.43+1.31 ** —494+156 **

4 15.1£1.9 " 6441263 * 9.243.27"" 7.6+2.3 25.6+6.2"" 0.44 £0.56 ** — 527153 "

8 17. 7+3.1 8204214 1.0+2.5*% 9. 1£2.9 24.8+5. 7% 0.48+0.88 ** —571+139 ¢

12 15. 6+£2.9 8554252 14.142.1 9.0+2.6 24.142. 8% 0.42+0.59 ** — 558156 *

24 17.5+2.3 875+ 175 13.6+1.9 8.9+1.4 23.94+5. 1% 0.240.52 %% — 5044119 *

*, P<0.05 **, P<0.01 vs Pre-trauma
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Tab2 Changes of the [ Ca* ] i in the myocardial cells

Na™-K ™ -ATPase (
in rabbits after MC (x £s)

r=—0 622, =—0 616 P<0 05.

Post-traumah)
Pre-tiauma
2 4 8 7] % 3
[G2+]i 2.2630.16  2.8H047 2754031 * 3%40.33%% 2.9%60.49 * 27540.31 *
*, P<0.05 **, P0.01 vs Pre-trauma MC
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Tab 3 Changes of ATPase activity in cardiac tisues in rabbits 2+ 14 2+
after MC(/*mol /L Pi/mgprot/h ¥ +s) Ca t A ’ Ca
PreMC  2h PoetMC  4h 8h 2h 2%h Ca
2+ 2+
G2t ATPase 5 310.9 441068 419+.02%345+1.03* 5.7610.43 4.2+41. B Ca ’ Ca ’
Nat -K+-ATPase S5 11E1.0  49140.97 4.4540.23 291 40.34 **5 % 10.34 4.9+1.23 Caz. .
M2t APae 4 BL0.D 45110.85 3964012 4892095 502038 5.9H.% B ,
*, P<0.05 **, P<0.0l vs Pre-trauma ,
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Tab 4 Changes of ATPase activity in cardiomyocytic mitoch ondria
a ATPase
in rabbits after MC(%mol /L. Pi/mgprot/h X )
PreMC  2h Post-MC 4h 8h 2h 2% h °
G2t ATPase 4 BE0.8 461114 30+40.11* 4 181+0.59* 4810.38 4.3142.77 ’ MC 2 ~4 h /
Nat -K+-ATPase 4 0H0.60 4 %H.2%4 35740.21 4 6440.45% 524025 4.042.0 ’
M2+ -APae 4 BH0.D 48109 35440.18% 48740.62 48040.16 4.8+1.9 .

*. P<20.05 , **; P<.0.0l vs Pre;trauma [Ca” ]i »[Ca i
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Prediction of extracellular alpha chain antigen epitopes of high affinity IgE receptors
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VPQKPKVSINPPWNRIFKG ENVITTCNGNNF FEVSSTKWEHNG SLSHEINSSINT'VNAKF
EDSGEYKCQHQQVNESEPVY LEV ESDWIILQA SAEVVM EGQPLFIRCHGWRNWDVYKVIY
YKDGEALK YWYENHNISIINATV EDSGTYYCTGKVWOQLD YESEPINITV IKAPREK YWL

ats
VRQKPKVSINPPWNRIFKGEN VITICNGNN FFEV SSIKWFHNGS ISEETNSSINIVN AKF
EDSGEYKCQHQQVNESEPVY TEV FSDWITQASAEVVM HGQPTFTRCHGWRNWDVYKVI Y
YKDGEAIKYWYENRNISITNATVEDSGTYYCTGK VWQIDHESEPINITV IKAPREK YWL

1 FeR1 a

(F# 121 )



