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Fig. 1 Histology of hearts of rats 3 weeks after infarction

onal zone(400x). (¢) Infarct zone(400x).
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Fig. 2 Comparision of six groups in blood glucose (BG) and infarct size
(a) Comparision of six groups in blood glucose(BG) between before myocardial infarction(MI) and 3 weeks after MI. []: Before MI; [ll: 3 weeks after

MI. (b) Comparision of six groups in infarct size 3 weeks after myocardial infarction(MI). /: Wistar sham-operated group; 2: Wistar operated group;

3: Wistar operated group+CoCl, treatment; 4: GK sham-operated group; 5: GK operated group; 6: GK operated group+CoCl, treatment.
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Fig. 3 Light photomicrographs of positive immunostaining for HIF-1a

in six groups 3 weeks after MI
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Fig. 4 Comparision of optical density value of HIF-1«

expression in six groups 3 weeks after MI
HIF-1a expression is presented by optical density value. Data of HIF-1a
expression value are presented as x+s. /: Wistar sham-operated group
(25.24+1.69), as control group; 2: Ischemia and necrosis zone of Wistar
operated group(184.32+3.62), P < 0.05 compared with 7 and 5; P> 0.05
compared with 3; 3: Ischemia and necrosis zone of Wistar operated
group+CoCl, treatment(190.2+2.86), P < 0.01 compared with 7, P> 0.05
compared with 2; 4: GK sham-operated group(42.12+1.74), as control
group; 5: Ischemia and necrosis zone of GK operated group (126.38 +
3.01); P<0.05 compared with 2, 4 and 6; 6: Ischemia and necrosis zone
of GK operated group +CoCl, treatment (25.24 +3.23), P < 0.05
compared with 4 and 5.
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Fig. 5 Expression of HIF-1a« mRNA in myocardium of rats

M: Marker. For normalization of the amount of different cDNAs we used B-actin as an internal standard. Data of HIF-1a expression value are presented

as x+s. For number of measurements see Materials and methods. /: Wistar sham-operated group, HIF-1a expression value(16.01+1.58)%, as control

group; 2: Wistar operated group, HIF-1a expression value(42.88+2.36)%, P < 0.01 compared with /, P> 0.05 compared with 3; 3: Wistar operated

group+CoCl, treatment, HIF-1a expression value(43.12+2.87)%, P < 0.01 compared with /7, P> 0.05 compared with 2; 4: GK sham-operated group,

HIF-1a expression value(20.85+1.64)%, as control group; 5: GK operated group, HIF-1a expression value(30.23+1.89)%, P < 0.05 compared with 4

and 6 ; 6: GK operated group+CoCl, treatment, HIF-1a expression value(38.82+2.38)%, P < 0.01 compared with 4, P < 0.05 compared with 5.
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Effect of Chronic Cobalt Chloride Treatment on Hypoxia-inducible Factor 1
Expression and Myocardial Infarction Size in GK Diabetic Rat

WANG Yu-Jie, ZHANG Shi-Guang, ZHENG Xiao-Wei, QI Guo-Xian™
(Cardiovascular Department of First Affiliated Hospital of China Medical University, Shenyang 110001, China)

Abstract Cardiomyocytes hypoxia resulting from ischemia is a major pathological factor in ischemic heart
disease(IHD), and diabetes is one of the most common complications in IHD. myocardial damages aggravate and
prognosis is worse in patients with coronary heart disease and diabetes, which is probably concerned with the
reduction of hypoxia-inducible factor 1 (HIF-1) expression. But the mechanisms of HIF-1 signal transduction
system in diabetes are not clear. In recent years, many studies have indicated that increasing expression and activity
of HIF-1« in IHD can promote neovascularization and cardiomyocytes survival, decrease ischemical reperfusion
injury and myocardial infarction (MI) size, and increase myocardial function. Therefore regulating expression and
activity of HIF-1a becomes a new way to treat IHD. Myocardial infarction models were made in GK diabetes rats
through the ligation of left anterior descending coronary artery (LADCA). By using immunohistochemistry staining
and RT-PCR methods, results suggested that HIF-1a expression decreased and myocardial infarction size increased
in GK diabetes rats combined with MI. When treated with cobalt chloride(CoCl,), blood glucose level decreased,
HIF-1« expression increased and myocardial infarction size reduced in GK diabetes rats, which may provide a new
insight on treatment of coronary heart disease combined with diabetes by regulating HIF-1 signal transduction

system.
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