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Tab1 Changes of blood gas parameters
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2000 Group n PaO,(C /kPa) PaCO,(° /kPa) pH  RVSP( /kPa)
’ m Control 10 14. 63+ 1. 88 4.35F 0.14 7.39F 0. 04 3. 54- 0. 24
AH 10 7 15- 137 3.24k0.27 7.4H 0.02 5 555 0 32
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ATP . r=,0.9694, P <0.01; PaOx r= 0.9771, P <0.01

3 , « ATP
22 8 MU APk R AL RO 7 (RCR), ADP/O v (ST ,
I (STs), STs, RCR , ST, , 2
2
Tab 2 Changes of myocardial mitochondrial respiratory functions in different group during hypoxia
Group n St BT PCR ADP/0
(nanoatoms ox ygen mg min~ ) (nanoatoms oxygen mg min~ ')

Control 10 332 9H 16. 98 60. 95+ 8. 31 5. 36t 0. 41 2.83 0.17
AH 10 261. 55+ 21. 01 126. 88+ 5.85 2. 06= 0. 60° 2.20t 0. 16
CH 10 264. 80t 17. 37 81. 03k 6.44+# 3.26E 0. 67# 2.40F 0.1
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Tab3 Changes of myocardial mitochondrial FoFi—-A TP ase
activity and AN S fluroescense intensity in different group

FoF;—AT Pase ANS fluroes cense
Group *mol pi mg” " min 1) intensity (relativ e unit) ATP
Control 10 7.17+0.27 54. 50+ 1. 31 ATP °

AH 10 4 28t 0. 18 41.855 1.86 ’ (L8

CH 10 5. 42+ 0.23% 44, 69+ 1. 01*

#*: P <0 Olvscontrolb# : P <0.01 CHvs AH . FoFi-ATP ,
ATP ,
2.4 S MU R RS AE R T AL . 1- .8 (ANS)
ATP » ADP, AM P
FoFi-ATP s
, ATP \
4
4 ATP, ADP  AMP 3d )

Tab 4 Changes of rat myocardium ATP, ADP and AMP STs , STu ,

contents in different group RCR, ADP/0O , FoFi-ATP ANS

Group n  ATPF mol/mg) ADP mol/mg) AM P(* mol/mg) P °

Control 10 71.34k 5.17 93. 24+ 9. 01 14. 00F 3. 27 : ATP RCR, FoFi-ATP
AH 10 3466 3.56  115.33 586 19 88k 2 87 Pa0O2 o :

CH 10 41455 4.49% 106,97 10 10# 18 99+ 1. 97 Pa0> ) NADH
. P <0.01\/Scontrol;# . P <0.01CHVS AH ? ?
° 9 FO Fl_
2.5 BAGAR A AKX o AT ATP . ,
RCR, FoFi-ATP Pa0:2 FoFi-ATP
ATP . RCR r= 0.9770, P < 0. 0l; FoF, - ATP ,ATP
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Changes of mycardial mitochondrial respiratory function and ATP con-

tent in hypoxic rats

Luo Gang, Zhang Guobing, Xie Zhengzhu, Liu Fuyu (Department of Pathophysiology, Third Military Medical Universi-
ty, Chongging, 630038)

Abstract Objective: To determine the changes of myocardial energy metabolism in hypoxic rats.
Method: 30 adult Wistar rats were equally devidedinto three groups 1)normal control group; 2)actu-hypox-—
ic group; 3) chronic-hypoxic group. The changes of respiratory function, activity of FolF,—ATPase and AN S
fluroescense intensity in myocardial mitochondria were observed with clark oxygen electrode and tiochemical
method and the content of ATP in myocardial tissue measured with high performance liquid chromatography
(HPLC). Results: 1) The respiratory function, FoFi—ATPase activity and AN S flurosecense intensity w ere
significantly decreased in acute-hypoxic. Though the above parameters were increased in chronic-hypoxic
group as compared with thore in the acute-hypoxic group, they remaned lower than those in the control. 2)
ATP content was positively correlated to PCR, Fo Fi~ATPase activity and Pa0O,. Conclusion: The failure of
myocardial energy metabolism in acute-hypoxic rats may be due to the decrease of mitochondrial respiratory.
function and AT P production. The improvement of energy metabolism in chronic-hypoxic rats in one of the
mechanisms for hypoxic adjustment.
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