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ABSTRACT�

��

�OBJECTIVE  To observe the effects of Barbaloin pretreatment on myocyte apoptosis in rat hearts with acute 

myocardial ischemia and reperfusion(IR). METHODS  The left anterior descending branch of coronary artery was ligated to make 
a myocardial ischemia-reperfusion model in rats. The experiment rats were divided into four groups: sham operation (SO), 

ischemia-reperfusion (IR), Barbaloin (45,90 mg·kg−1·d−1) group. Apoptosis index (AI) of myocardium was detected by TUNEL in 
situ apoptosis assay kit, TNF-α were measured by ELISA and Ca2+-ATPase activity of mitochondrial were measured by chemical 
method. RESULTS  Compared with IR group, AI and TNF-α was significantly decreased in Barbaloin group. Moreover, the 
activity of Ca2+-ATPase was increased in Barbaloin group. CONCLUSION  Barbaloin can significantly inhibit cardiomyocyte 
apoptosis in ischemia-reperfusion rat hearts. The possible mechanism is to reduce TNF-α levels and raise Ca2+-ATPase activity in 
rats. 
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Fig 1  Apoptotic results of cardiomyocytes (Tunel staining, ×400) 
A�SO group; B�IR group; C�Barb�group; D�Barb� group 
 

2.2  AI/TNF-α/Ca2+-ATPase°� 

0�$%��78 AI/9:� Ca2+-ATPaseÈ

f��X TNF-α�
.Ú 1�1Ú2.�5 SO�

���IR�5 Barb�( TNF-α#3²45��



 
��������	
 2009� 10�
 26�
 10�                    Chin JMAP, 2009 October Vol. 26 No. 10           �797�

Ca2+-ATPaseÈfÐ²ES�5 IR����Barb�

TNF-α#3Ð²ES�Barb*� Ca2+-ATPaseÈf

²45��Barbò� Ca2+-ATPaseÈf6.Ð²7

«�IR�� Barb� AIÐ²�� SO��5 IR�

8��Barbò/*�(��78 AIÐ²ES�

 

� 1  ������ AI�Ca2+-ATPase�TNF-α�	
�( sx ± ) 

Tab 1  Results of AI, Ca2+-ATPase and TNF-α ( sx ± ) 

�� 
Barb�� 

/mg·kg−1·d−1 
�� AI/% 

Ca2+-ATPase/ 

U·mg−1 prot 
TNF-α/ng·L−1 

SO� / 10 2.01±0.79 3.38±0.31 40.52±4.36 

IR� / 10 15.27±2.231) 1.66±0.271) 133.26±10.581) 

Barb �� 45 10 13.15±2.064) 1.83±0.231) 80.25±6.431)3) 

Barb �� 90 10 9.52±1.851) 3) 2.05±0.361) 4) 56.38±5.522) 3) 

	
� SO��
�1)P< 0.01, 2)P< 0.05; � IR��
, 3)P< 0.01, 4)P< 0.05 

Note
Compared with SO group, 1)P< 0.01, 2)P< 0.05; compared with IR group, 3)P< 0.01, 4)P< 0.05 
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