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(10 pg/ml) 3 min PI (10 pg/ml) (P 0.05) 1.0, l.5mg/ml
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. Trizol RNA 0.05) 1 x10 “mol/L
¢DNA  GAPDH (P<0.01). 5
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Effects of Shenfu Yixin Formula on Angiotensin [[ dnduced H9¢2 Cardiomyocytes Apoptosis
g pop

Mitochondrial Content and Membrane Potential

WANG Xinlu' CUI Lin' WANG Youping' LI Bin' YU Rui' HAO Xuanxuan® WANG Yongxia' ZHU
Mingjun'

(1. The First Affiliated Hospital of Henan University of Chinese Medicine Zhengzhou 450004; 2. Henan University of Chinese Medi—
cine)

ABSTRACT Objective To investigate the intervention effect and related mechanism of Shenfu Yixin Formula (

) on angiotensin Il ( AngIl) —induced H9¢2 cardiomyocyte injury. Methods CCK-8 method was used to
screen the concentration of Shenfu Yixin Formula Coenzyme Q10 and Losartan potassium and the concentration of
Ang [l was screened by MTT method. H9¢2 cardiomyocytes were used as the research object and the injury of H9c2
cardiomyocytes induced by Ang Il was used as a model. The cells were divided into a normal control group a model
group a coenzyme Q10 group a losartan group and Shenfu Yixin Formula low and high dose groups. The normal con—
trol group was normally cultured for 24 hours. The model group was cultured for 24 hours with the culture medium
containing the screening concentration of Ang I[. The low-dose and high-dose groups of Shenfu Yixin Formula the
losartan group and the coenzyme Q10 group were cultured with the culture medium which were screened for the corre—
sponding drug concentration and Ang Il for 24 hours. The activity of H9¢2 cardiomyocytes mitochondrial content and
membrane potential reactive oxygen species ( ROS) content apoptosis rate expression of apoptosis—related factors
Caspase3 Caspase8 Caspase9 Bax Bcl2 Caspase3 Caspase-8 and Caspase9 protein activity were detected.
Results Finally the low-concentration and high-concentration of Shenfu Yixin Formula was 0.25 and 0.5 mg/ml
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respectively the concentration of coenzyme Q10 was 1 x 10 *mol/L and the concentration of losartan potassium was
1 x 10 “mol/L. The experiment of Ang Il model was established with the concentration of 1 x 10 ~mol /L. Compared
with the normal control group myocardial cell activity mitochondrial number membrane potential Bel2 gene ex—
pression decreased in the model group. ROS content apoptosis rate and expression of Caspase3 Caspase-8

Caspase-9 and Bax genes increased. The activities of Caspase-3 Caspase-8 and Caspase9 also increased ( P <
0.05) . Compared with the model group the cell activity mitochondrial number and membrane potential of Shenfu
Yixin Formula high-dose group losartan group and coenzyme Q10 group increased ROS content apoptosis rate

gene expression of Caspase3 Caspase9 Bax were decreased and the activities of Caspase-3 and Caspase-9 also de—
creased ( P <0.05). Conclusion Shenfu Yixin Formula may reduce the mitochondrial function of cardiomyocytes

and reduce the ROS content thereby reducing the apoptosis of H9¢2 cardiomyocytes induced by Ang I .

Keywords cardiac failure; H9¢2 cardiomyocytes; Shenfu Yixin Formula ( ) ; mitochondrion; Angiotensin
Il; apoptosis
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Effect of Ligi Huatan Huoxue Formula ( ) on Vascular Endothelial Function in Coronary Artery

Microcirculation Disorder Model Rats

WANG Xianliang SU Lishuo MAO Jingyuan WANG Shuai ZHAO Guoyuan WANG Cong

( First Teaching Hospital of Tianjin University of Traditional Chinese Medicine Tianjin 300381)

ABSTRACT Objective To explore the possible mechanism of action of Ligi Huatan Huoxue Formula (

) in improving coronary microcirculation disturbance. ~Methods A total of 245 healthy male SD rats were ran—
domly divided into a Ligi Huatan Huoxue Formula group a valsartan group and a model group with 80 rats in each
group. In addition a blank group was set with 5 rats. Except for the blank group the other 3 groups were established
a model of coronary microcirculation disorder by injecting sodium laurate into the left ventricle. The Ligi Huatan
Huoxue Formula group and the valsartan group were given Ligi Huatan Huoxue Formula ( concentration 2. 25 g/ml)
and valsartan suspension ( concentration 8. 89 mg/ml) 1ml/100¢ 1 day before operation and 4 weeks after operation.
The model group and the blank group were given 1 ml/100 g of distilled water for gavage once a day. During the ex—
periment the deaths of the rats in each group were observed. Five rats were randomly sacrificed at the time points of
lh 24h 1w 2w 3w and 4w after the operation in the Liqgi Huatan Huoxue Formula group the valsartan group
and the model group. The rats were sacrificed at 4 w in the blank group. The concentrations of serum endothelin4
(ETH) nitric oxide ( NO) von Willebrand factor ( vWF) and myocardial tissue fibrin ( fgl 2) mRNA were detected.
Results There were 44 deaths 40 deaths and 42 deaths respectively in the model group Ligi Huatan Huoxue
Formula group and the valsartan group. There was no statistically significant difference in the intraoperative and post—
operative mortality among the 3 groups ( P >0.05) . At 4 w after operation the concentration of serum ET- in the
model group was higher than that in the blank group and the concentration of vWF was decreased ( P <0.01) . There
was no significant difference in serum NO concentration and fgl 2 mRNA expression between the 2 groups ( P >
0.05) . At the same time compared with the model group the serum ET- concentrations in the Ligi Huatan Huoxue
Formula group and the valsartan group were decreased at 1h 24h 1w 2w 3w 4w (P <0.05 or P<0.01).
Compared with the model group and the valsartan group the serum NO concentration increased and the vWF concen—
tration decreased ( P <0.05 or P <0.01) . The expression of fgl 2 mRNA in myocardial tissue at 2w 3w in the Ligi
Huatan Huoxue Formula group was significantly lower than that of the model group ( P <0.01) . Conclusion Ligi
Huatan Huoxue Formula may protect vascular endothelial function by reducing the concentration of ET4 and vWF in
serum and the expression of fgl 2 in myocardial tissue and increasing the concentration of NO in serum of rats with
coronary microcirculation disturbance.

Keywords coronary artery microcirculation disorder; Ligi Huatan Huoxue Formula ( ) ; cardiac syn—

drome X; endothelin I; nitric oxide; von Willebrand factor; fibroleukin
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