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Ain To explore effects of hypoxia-reoxygenation on glicose oxidation and fatty acid oxidation( FAO)
M ethods
tion @(Ang®) and norepinephrine (NE), which was confimed by [H] -Leu incorporation in cardiam yocytes and detec-
G lu-
cose oxidation FAO and acitivity of pyruvate dehydrogenase (PDH) and camitine paln itoy ltransferase ( CPT) were deter
Results Surface area of cells mereased by 63 94% and [H]-Leu mcorpora-
tion by 181 54%, when Q 1 Bmol/L Ang @and 1 Bmol/L NE were added in vitra A ctivity of PDH decreased and glu-
cose oxidation decreased by 48% ; A ctivity of PDH and glicose oxidation recovered to the level of prehypoxia at 8 hours of
Activity of CPT decreased and FAO decreased by 60% ; A ctivity of FAO and CPT recovered gradually to

the level of prehypoxia during reoxygenation

Culiured rat cardiomyocytes were induced to be hypertrophy by angioten-
tion surface area of cells W e established amodel of post-hypoxia reoxygenation of cultured cardic cells i vitra
m ned by liquid scmtillation counting
reoxygenation

Conclusion G lucose oxidation and fatty acid oxidation of hypertroph ied
cardiam yocyte decreased during hypoxia and both recovered during reoxygenation A ctivity of PDH and CPT was involved
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E 5 (10 000 dpm /mmol) 1§ & # E Amersham A ;
Dow eXS0w-X8(H" # 5%, 100-200 B )4 & Fluka />
AR B E ZFEAFFHER T OLRE
R, TENBHBEIES.CO, BHM A E
# B E B B4 1S6500 % o fE & 1A it 24X ( BECK -
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! BAE (dm AL)
Xt HE 2R 375 523 1 1384 2181 2
Ang @+ NEA 615 5132 5* 3897 2 £321. 3°

60% LL I (P < Q 05), fEEEIEFHM 0~ 8 hN, G
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Jifsgn R AR b . AW R ORI, BLEN, PDHa
EMER% 47, PDHa/PDH t % 45 8%, ¥ESE AR
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