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Combination of Allicin and Adriamycin Inhibits Proliferation
and Induces Apoptosis in Human Gastric SGC-7901cell

ZHANG Xi-rui,SHAO Shu-li " ,LI Feng-ying, ZHANG Wei-wei
Animal Laboratory of genetics ,School of science and engineering of Qigihar University , Qiqiharl161006 , China

Abstract: To evaluate the anti-tumor effect of Allicin combining with ADM on the human gastric cancer cells line SGC-
7901. The apoptosis of SGC-7901 cells induced by different concentrations of allicin and ADM was applied alone or to-
gether, to gastric cancer cells SGC-7901 was analyzed by visible light, fluorescence and transmission electron microscope
(TEM) ,agrose gel electrophoresis of DNA ; Distribution of cell apoptosis was analyzed using flow cytometry. The reault
show that Comparred with the control, allicin and ADM and significantly inhibited the proliferation of SGC-7901 cells.
The combination of allicin and ADM was found to be more effective in inhibiting growth.
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Fig. 1 A:The control curve of the SGC-7901 cells treated with allicin(48 h) ; B;The control curve of the SGC-7901 cells treated
with ADM (48 h) ;C:The control curve of the SGC-7901 cells treated with allicin and ADM (48 h)
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Table 1  The results of curve fitting

431 0 2k 1Csoqy R {H F{E P
Group Regression equation 1C5p (pg/mL) R? F P
K Allicin Y =14.304 +43.901logX 78 0.924 72.958 <0.01
[ifdE & ADM Y =-6.024 +38.4371logX 5.7 0.927 76.605 <0.01
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SGC-7901 ZHAE 48 h( x400)

Fig. 2 A:The normal SGC-7901 cell without any drugs added to them( x400) ;B:The SGC-7901cell treated with 80pg/ml allicin

for 48 h( x400) ;C:The SGC-7901 cell treated with 6 pg/mLADM for 48 h( x400) ;D:The SGC-7901 cell treated with 25
pg/mL allicin and 2.5 pg/mLADM for 48 h( x400).
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Fig. 3 Cell morphology of SGC-7901 cells in fluorescence microscopy( x400). A :control;B:the cells were treated with 80 mg/L

allicin for 48 h;C:the cells were treated with 6 mg/L adriamycin for 48 h;D:the cell were treated with 25 mg/L allicin and
2.5 mg/L adriamycin for 48 h.
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Fig.4 A:The normal SGC-7901 cell without any drugs added to them( x2500) ;B:The SGC-7901 cell treated with 80 wg/mL alli-
cin for 48 h( x2500) ;C:The SGC-7901 cell treated with 6 pwg/mLADM( x2500) ;D:The SGC-7901 cell treated with 25

pwg/mL allicin and 2.5 pg/mL ADM( x2500)
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Fig. 5 The DNA ladder of SGC-7901 treated with allicin or
/ and adriamycin for 48 h. M ;marker; CK:control;1 .
30 mg/L allicin;2:80 mg/L allicin;3:(25 +2.5)
mg/L( allicin + adriamycin) ;4 :6 mg/L adriamycin
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Fig. 6 The comparation of apoptois of the SGC-7901 cell
treated with allicin, ADM and allicin and ADM for
48 h
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