s
B2l 2010 4R 10 1 %539 % 45 10 3] *1Ee

10l 8 70 Ja K BRI S ALK B E R AL T R e
Ae = X5 FE 55 A BV AE A AL 4L )

LFEE %Y HkE g9k K F T Ok F—% N #F x &

M OE B WP REO BRI R R 2 A0 N LR A 35 R 4 L Y A AL TE B X B B R B AR A T RE AL
Hilo FiE o ar S B VR A B SO B B R A5 L0 IS 2 B Bl R L O B K B BT A SO kA, SR T 40t
JE U I E 2R AR MIPTP 724N [a) of AR 89 T AR BE , 107 FH oo 80RO 756 D00 2 i 40 L ATP VADP #1 AMP & i, 58RO BRIR(F/ 0l &
I JE R R 4 20 i 4ok (A B AR B W 3Z 1, ROSC 5 # 40 ifs MPTP FE S 4L T JF R A, IR0 B JF AN 2 Bk (A1 = dpe ok, i 2 2L A
W )R . ROSC J5 6h PN A 2 40 fifd MPTP JFACHR B2 AR 45 K K F , 6h LUJR T 4R a8 Rk T, 12h JF i B2 3k B e K, 24h T
LW A 45 /0N, R WSO A TT U6 e 47 , 22 480 JF il 2 B2 FR Un K, 72h SCBA g 4 /), {H R 3K B AE % /K F (P <0.05 3¢ P <0.01),
ROSC J& 4 41 ATP 5 ik B0 A2 T B (P <0.05 B P <0.01) ,72h F%F BELL W A7 Th 7, {H JE 40 3 2 B S0, 45 21 H e b AR Al
ATP BE J1#£ CA/CPR 3 ROSC J& 2 SUHH A8 {1k RD 7 ROSC J& 3h 1 24h 23 H H A& K4 . 4518 CPR J5 MPTP JF 2 i i
P 2 200 M0 B e A AT (Y 32 BEIRUER] , 2ok 1A Bl B A AN AL DR R AL D REJ™ B Z 400, R B0 ATP 7= AR S I N BRI G T MPTP 1y ik
— I

eSS40 /NS RO [ =17 NI 5°% A S v % s R T AW R

The Role of MPTP in Energy Dysmetabolism of Neural Cells post Cardiopulmonary Resuscitation in Rats. Ma Yujie, Yang Xingyi, Lin
Zhaofen ,et al. Intensive Care Unit, General Air Army Hospital ,PLA , Beijing 100142 ,China

Abstract Objective To investigate the opening degree and rules of neurocyte mPTP post Cardiopulmonary resuscitation, and study
the relationship between the mitochondria energy dysmetabolism and the MPTP. Methods Sprague Dawley rats’ cardiac arrest was in-
duced by asphyxiation and ice — cold for 5 minutes of no circulation. 56 male Sprague Dawley rats were randomly divided into 7 groups
with each group of 8 rats. After cardiopulmonary resuscitation, the rats were allowed to reperfuse spontaneously for 3h,6h, 12h,24h,48h
and 72h. The rats were killed by decapitation and the brains were removed, weighed and processed for isolation of mitochondria. Determi-
nations of the mitochondrial permeability transition were based on the absorbance changes of the mitochondrial suspension at 540nm. The
levels of ATP( adenosine triphosphate) , ADP (adenosine diphosphate) and AMP ( adenosine monophosphate) in brain tissue were determi-
nated by high performance liquid chromatography with ultraviolet detection. Results Mitochondrial respiratory function was severly injured
after CA/CPR. MPTP of T Neural cells always remained opening post ROSC. The openiag degree of MPTP did not reach the peak instantly,
while its change depended on time. It remained low level within 6h post ROSC, then rapidly opened,till 12h reached the peak,and at 24h
post ROSC slightly shrunken. All these suggested that mitochondria started to shink. While at 48h the opening degree largen again, shrunk-
en once more at 72h,but did not reach the normal level (P <0.05 or P <0.01). While there existed two low point at 3hour and 24hour
post cardiopulmonary resuscitation respectively. Conclusion The opening of mPTP is the main cause of neurocyte energy dysmetabolism.
It is critical to take measure to inhibit the opening of mPTP within 12h post ROSC.

Key words Rats; Cardiopulmonary resuscitation ; Mitochondria ; Mitochondrial permeability transition pore ; Energy dysmetabolism
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