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Changes of myocardial mitochondrial Ca transport and its mechanism in rats in the

early stage after severe burns
LIANG Wan-yi YANG Zong cheng, HUANG Yue-sheng (Institate of Bums Research Southwest Hospital, Third Military Medical Univesity, Chongging 400038, China)

Abstract; Objctive To investigate the changes of myocardial mitochondrial Ca®* transport and its mechanism in the early stage after severe
bums. Methods An experimental model of 30 % TBSA full-thick ness skin scalding was prepared in rats. Mitochondiial Ca®* transport velocity were
measured 1, 3 6 12 and 24 h after burns. The other 3 parameters which affecting the velocity were detemmined i. e. membrane potentiab ATP
content and cytosolic Ca’~ concentration ([ Ca® ] ¢). Results DMitochondrial Ca®” uptake velocity of the 1st hour postburn was higher than that
of the contwl and Ca®” release velocity didn’ t change obviously, but both of them were decreased at the 3rd 6th 12th 24th hour postburn. @
Mitochondial membrane potential and ATP content descened at the 3w, 6th, 12th, 24th hour postburn. @ Mitochondrial Ca®" uptake velocity was
positive related with membrane potential after bums and Ca®>" release velocity was positive related with mitochondrial ATP content too. @[ Ca®'] ¢
was increased al the 3rd 6th 12th,  24th hour postburn. Conclusion D There was an increase of mitochondial Ca® uptake at the beginning of
bums and obvious Ca®" transport disorder in myocardial mitochondria in the following stages. @ decline of ATP and membrane potential cause the
disorder of myocardial mitochondrial Ca®* transport in the following stage after burns. The increase of [ Ca®’ ] ¢ or the tendency is involved in the
changes of myocardial mitochondrial Ca®* transport postburn.
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Tab 1 Changes of myocardial mitochondrial C22" transport velocity after burn(nmol°mg ! min—!, x +s, n=8)
Time after burn (h)
Control
1 3 6 12 2%
V ke 9.3 £17.5 119.2 £14.67 68.3 £14.777 6l.2 £8.577 79.4 £11.57 8.5 £6.8 7
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Tab 2 Changes of myocardial mitochondrial membrane potential and ATP content after burn (x s, n—=8)
Time after burn (h)
Control
1 3 6 12 24
MP 197.8 +14.5 185. 0+18.7 157.6£16. 977 149.2 +13.57% 163. 7£16.4 77 175.1+£12. 5%
ATP 351 471 325459 21654 7% 183 432 ## 25544377 2704477
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Determination of calcium and magnesium in Carapax trionycis by microemulsion FAAS
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