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Relationship among CCO activity,contents of Cyt C in mitochondria of brain

tissues and mice age
ZHU Hongliang, WAN Lihua
(Department of Forensic Medicine ,College of Basic Medicine ,Chongqing Medical University)
[ Abstract]Objective ; To provide new ideas for forensic age estimation by studying relationship among cytochrome C oxidase (CCO)
activity, contents of cytochrome C(Cyt C) in mitochondria of brain tissues and mice age. Methods:CCO activity and contents of Cyt C
in mitochondria of brain tissues of 1,3,6,9,12 months old Kunming mice were detected using UV spectrophotometry. Results;CCO

activity and contents of Cyt C in mitochondria of brain tissues were decreased gradually with the increase of mice age. Conclusion

CCO activity and contents of Cyt C in mitochondria of brain tissues may be used for age estimation.
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Fig.1 Relationship between CCO activity of brain tissues

and mice age
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Fig.2 Relationship between contents of Cyt C in mitochondria of

brain tissues and mice age
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Tab.1 CCO activity of brain tissues and contents of Cyt C in mitochondria of brain tissues among diffident age groups

( unit:zumol/( min-g ) brain tissue )

1A 3AW 6 A i 9H % 12 %
CCOTETE 2.000 + 0.085 1.880 +0.053 1.810 = 0.062 1.560 + 0.098 1.410 £ 0.084
Cyt C & 0.657 +0.038 0.557 + 0.050 0.488 + 0.045 0.408 = 0.036 0.346 + 0.037
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Effects and mechanisms of LXRs agonist T0901317 on human umbilical vein

endothelial cells injury induced by anoxia/reoxygenation
ZHOU Min LI Faqi
(Department of Geriatrics ,the First Affiliated Hospital ,Chongging Medical University)
[ Abstract]Objective : To investigate the effects and mechanisms of liver X receptors (LXRs) agonist T0901317 on human umbilical
vein endothelial cells(HUVECs) injury induced by anoxia/reoxygenation (A/R). Methods:HUVECs were cultivated and divided into

6 groups randomly : normal control group,anoxia( AN)group,A/R group,A/R groups with different concentrations of T0901317(0.1,
1,10 wmol/L; A/R+T 0.1 group, A/R+T 1 group,A/R+T10 group). The apoptosis rate of HUVECs was detected by flow cytometry. The
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