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Inhibitory effect of arsenous oxide on pancreatic cancer cell line

SHI Li- jun', YAN Bin— bin®, LI Shuang— xing', MENG Yan- ling', MA Shan— shan’, LIU
Tie— fu', LI Hu- lun’

( qu)artment o Digestive Internal Medicine, The First Affiliated Hospital o Harbin Medical University, qumrtmem o Physiology,
*Department of Neurobiology, Harbin Medical University, Harbin 150086, China)

[ABSTRACT] AIM: To study the effect and mechanism of arsenous oxide (As;O3;) on pancreatic cancer PC, strain.
METHODS: The pancreatic cancer PC; strain was chosen in this experiment. Apoptosis was detected by TUNEL test. Expression
of survivin gene was detected by reverse transcriptase PCR. RESULTS: (O After administration of AsyO3, the survival number of
pancreatic cancer cells decreased significantly in a time— dependent manner ( P< 0.05, P< 0.01). @The fact that apoptosis was
a major way of pancreatic cancer cells death after drug treatment was confirmed by TUNEL test. @) The survivin gene was a kind of
apoptosis inhibitory factor. The inhibitory rate of survivin gene expression induced by As,O3 was higher than that in control group ( P
< 0.05). CONCLUSION: As,;0; may inhibit cancer by accelerating apoptosis through inhibition of the expression of survivin.
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Fig 1 The effect of As;O3 on the survival numbers of the pancreatic
cancer cells at the varied time. x *s. n= 4. * P< 0.05,
" P< 0.01 vs control.
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Fig 3 The effect of As)O3 on the expression of survivin of pancreatic

cancer cells. 1: control; 2: As;O;3 group; 3: Marke.
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