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Study on the Protective Mechanisms of Rosiglitazone on Myocardial Ischemia Reperfusion Injury in
Rabbits
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ABSTRACT: OBJECTIVE To explore the mechanisms and protective effect of peroxisome proliferators-activated receptor-y
(PPAR-y) agonist on myocardial ischemia reperfusion(I/R) injury rabbits by observation the size of myocardial infarction and the
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histopathological changes. METHODS Forty New Zealand white rabbits were randomly divided into five groups(n=8): sham
group, model group, low dose of rosiglitazone group, high dose of rosiglitazone group and high dose of rosiglitazone+tGW9622
group. Thoracotomy and threading of the coronary artery without ligation was performed in sham group, whereas the coronary
artery was ligated for 30 min, under 120 min reperfusion in othe groups. Plasma concentration of NO, T-SOD and serum
inflammatory cytokines IL-6 were tested after 1 h of I/R. The heart were harvested after I/R for pathological and ultrastructure
analysis, and the areas of myocardial infarction were assessed. RESULTS Compared with model group and high dose of
rosiglitazone+GW9622 group, in low dose of rosiglitazone group and high dose of rosiglitazon group, the plasma concentration
of NO and IL-6 decreased, T-SOD significantly increased; the size of myocardial infarct decreased, and myocardial pathological
and ultrastructure changes significantly improved. CONCLUSION The results indicate that PPAR-y agonist of rosiglitazone
can attenuate myocardial ischemia reperfusion injury, improve myocardial pathological and ultrastructure, reduce infarct size by
mitigating oxidative stress and reducing the inflammatory response.

KEY WORDS: rosiglitazone; PPAR-y; ischemia-reperfusion injury; inflammation; oxidative stress; myocardial infarction size
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Fig 1 HE staining of myocardial tissue

A-sham group; B—model group; C—low dose of rosiglitazone group; D—high dose of rosiglitazone group; E-high dose of rosiglitazone+GW9622 group
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Fig 2 Electron microscopy pictures of myocardial

A-Sham group; B—model group; C—low dose of rosiglitazone group; D-high dose of rosiglitazone group; E-high dose of rosiglitazone+GW9622 group
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Apoptosis of Human Lung Adenocarcinoma A549 Cells Induced by Aloe Polysaccharide Through the
Mitochondrial Pathway

LI Xiaohual, DONG Lin%, HOU Xiaoyanl, ZHUANG YingZhil*(l.Department of Oncology, The First Affiliated
Hospital, University of South China, Hengyang 421001, China; 2.Institute of Oncology, University of South China, Hengyang
421001, China)

ABSTRACT: OBJECTIVE To investigate the induction effect of aloe polysaccharide (AP) on lung adenocarcinoma cells line
A549 and to explore corresponding mechanism. METHODS  After treatment of AP on A549 cells, MTS method was used to
measure the growth curve of the cells so as to observe the effect of the AP on the proliferation of A549 cells, and the apoptosis of
AS549 cells were detected by Hoechst staining and DNA ladder electrophoresis. The expression of caspase-9, caspase-8 and
caspase-3 was examined by Western blot and the enzyme activity of these caspases was examined by using a colorimetric method.
RESULTS AP could inhibit proliferative activity of A549 cells in a time-dependent and dose-dependent manner(P<0.01). AP
could promote DNA non-random cut morphological changes and chromatin condensation and nuclear fragmentation of apoptosis
in a time-dependent manner in A549 cells(P<0.01). The activation of caspase-9, caspase-8 and caspase-3 of A549 cells induced
by AP was observed within 24 h, and the activation of caspase-9 and caspase-3 was earlier than that of caspase-8. Expression of
Bcl-2 was down-regulated in a time-dependent manner. CONCLUSION AP can inhibit the growth and induce apoptosis of
human lung adenocarcinoma A549 cells, the mechanism is associated with activation of the mitochondrial apoptotic pathway.
KEY WORDS: lung adenocarcinoma cell; aloe polysaccharide; apoptosis; mitochondrial pathway
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