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Alleviation of persimmon leaf extract on post-infarction cardiomyocyte

apoptosis and myocardial remodeling in rats
Huang Yonghong',Wang Hao? ,Kao Guoying’,Xiao Jun?,Zhang Ying’
(1. Department of Cardiology ,the Sixth People’s Hospital of Chongqing;

2. Department of Cardiology , Chongging Emergency Medical Center)
[ Abstract Objective ; To investigate the effect and mechanism of persimmon leaf extract on apoptosis-related protein dependent signal
pathway mediated myocardial remodeling after myocardial infarction in rats. Methods . Twenty—four Sprague Dawley rats were establi~
shed as myocardial infarction model by ligating the left anterior descending coronary artery and were randomized into three groups.
myocardial infarction group(n=8),persimmon leaf extract administration group (n=8),sham-~operated group (n=8). After six weeks,
cardiomyocyte apoptosis was measured by TUNEL,Fas and Caspase -3 protein expression was detected by Western blot and
hemodynamics and left ventricular mass index(LVMI) of rats were measured. Resulfs:The LVMI in the persimmon leaf extract group
(2.417 £0.053) was lower than that in the myocardial infarction group(2.514 £ 0.101) (F=136.762 ,P=0.011). The Fas in the
persimmon leaf extract group and the myocardial infarction group were 0.342 x 0.058,0.585 + 0.059, respectively (F=163.991, P=0.000).
The level of Caspase—3 protein in the persimmon leaf extract group(0.124 + 0.019) was significantly lower than that in the myocardial
infarction group (0.478 + 0.079) (F=183.553,P=0.000). The index of myocardial apoptosis in the persimmon leaf extract group
(1.198 £ 0.171) was significantly lower than that in the myocardial infarction group (0.507 +0.132) (F=93.023, P=0.000). In the
persimmon leaf extract group,the LVEDP was decreased signiﬁcantly(F =347.661,P=0.000) and the LVSP was increased significantly
(F=444.949 , P=0.000). Conclusion . Cardiomyocyte apoptosis is involved in myocardial remodeling after myocardial infarction.
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Tab.1 Effects of persimmon leaf extract on LVMI,hemodynamics and CVF( n=8)

251 LVMI HR MAP LVSP LVEDP
Sham # 1.973 + 0.036* 400.625 + 14381 127.875 + 3.044% 166.312 +2.080* 0.542 +0.173*
PLE #1 2.417 £ 0.053° 437.500 £ 12.739 112.500 + 1.690 133.064 + 2.603" 2.420 + 0.430"
AMI 4 2.514£0.101" 444.375 £ 17.500 116.500 + 8.569 125.136 + 3.825" 5.461 +0.458"

FAH 136.762 19.669 17.850 444.949 347.661

Pii 0.011 0.370 0.147 0.000 0.000

A ea, 5 AMI ZH 42, P<0.05;b, 5 PLE 4 H#L, P<0.01

*2 WHRERM AT Fas.Caspase-3 EH S ERIYMIN

(n=8)

Tab.2 Comparison of persimmon leaf extract on cardiomyocyte
apoptosis, Fas and Caspase-3 protein ( n=8)

215 Fas/B-actin  Caspase—3/B-actin AL(%)
Sham# 0.126 = 0.040 0.055 +0.011 0.296 = 0.103
AMIZH 0.585 = 0.053¢ 0.478 £ 0.079° 1.198 £ 0.171°
PLEZ 0.342+0.058*  0.124 +0.019* 0.507 + 0.132%
FAL 163.991 183.553 93.023

P i 0.000 0.000 0.000

V¥ :a, Y5 Sham 4 L85, P=0.000;b:

Sham 2H FL4%, P = 0.000
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Fig.1 Effects of persimmon leaf extract on cardiomyocyte
apoptosis(apoptosis index)
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Fig.2 Effects of persimmon leaf extract on cardiomyocyte

apoptosis
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Fig.3 Effects of persimmon leaf extract on Fas and Caspase-3

protein expression
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Effect of GRASP65 expression on proliferation, apoptosis, migration

and invasion of gastric cancer cells
Yi Yongfen', Zhang Wanyu',Peng Doudou’ ,Luo Yi?
(1. Department of Pathology ,Molecular Medicine and Cancer Research Cancer,Chongging Medical University;
2. Department of Gynaecology and Obstetrics ,The First Affiliated Hospital of Chongqing Medical University)
[ Abstract ]Objective . To investigate the effect of GRASPG5 expression on proliferation, apoptosis, migration and invasion of gastric
cancer cells in vitro. Methods ;First, Western blot and QRT-PCR were carried out in three different differentiated gastric cancer cells
(MKN-45,5GC-7901 ,MKN-28) and normal gastric mucosa cells(GES-1) to test the expression of GRASP65 protein and mRNA.
Then,siRNA interference technique was used through Lipofec—~
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tamine 2000 to transient transfection MKN-45 cells to knock—
down GRAPS65 expression. Western blot and qRT-PCR were
used to test GRAPS65 expression and confirm transfection suc—

cess. Finally , CCK-8,flow cytometry, Transwell migration and
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