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Down-regulated Cathepsin D Inhibits Migration and Invasion in Human
Gastric Cancer MGC803 Cells Induced by Diallyl Disulfide

YIN Leilan, CHEN Lin,SU Ju,et al
( Center for Gastric Cancer Research of Hunan Province , Department of Medical Oncology,
the First Affiliated Hospital , University of South China ,Hengyang ,Hunan 421001 , China)

Abstract: Objective To investigate whether diallyl disulfide ( DADS) inhibits human gastric carcinoma MGC803
cells invasion and metastasis by down-regulating the expression of Cathepsin D. Methods The mRNA and protein ex-
pression level of Cath-D were detected by RT-PCR and Western blot respectively ; Migration and invasion potentials were ex-
amined by Wound Healing assay and transwell assay.  Results Human gastric carcinoma MGC803 cells exposed to
DADS30 mg/L for 24h,the mRNA and protein expression level of Cath-D were significantly decreased (P <0.05) ,scar
distance was widened (P <0.05) ,the number of cancer cells which passed through the Matrigel coated membrane was re-
duced (P <0.05) ;after Cath-D was interfered by siRNA,the mRNA and protein expression level of Cath-D were signifi-
cantly decreased (P <0.05) ,scar distance was widened (P <0.05) ,the number of cancer cells which passed through the
Matrigel coated membrane was reduced (P <0.05). Conclusions DADS can significantly inhibit the ability of migra-
tion and invasion ability of human gastric carcinoma MGC803 cells and its mechanism may be related to the expression of
down-regulating Cath-D.
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