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Fig 1
the wviability of human gastric adenocarcinoma
SGC7901 cells. Cell viability was determined by
MTT reduction assay described in materials and
methods. These results are the mean of three
independent experiments. The bars represent the
standard deviation. ©—° 0.5 umol*L !, e—e 1.0
pmol* L1, 2a—2 2.0 pmol* L', a—4 5.0 pmol*L 1.

Effect of As,; at various concentrations on

Fig 2

Morphological changes in SGC7901 cells after exposure to As;O; under phase contrast microscope.

(100 <. A. Untreated SGC7901 cells Ccontrol)s B~D. SGC7901 cells treated with As,O5(5 pmol* L™ 1) for

24,48,72 h.
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Fig 3 DNA histograms from flowcytometry analysis of As,O5 treated SGC7901 cells. AP represents apoptotic
cells. Cells were incubated in the absence (A) or with As;05 0.5 (B), 1.0 (C), 2.0 (D), 5.0 (E) pmol*L !
for 72 h. Cells were harvested and fixed with ice-cold 70% ethanol, then treated with RNaseA 10 pgeml ! at

37C for 30 min and stained with propidium iodide 20 ‘ug'mr1 for 30 min. The DNA content of cells was
analyzed with a EPICS Elite flowcytometer (Coulters Hialeah, FLL).
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Fig 4 Detection of DNA ladder in As,O; treated
SGC7901 cells. Cells were exposed to indicated
concentrations of As,O; or vehicle for 48 h. DNA was
extracted and analyzed with 1% agarose gel and
photographed under ultraviolet lamp. C. Control; 1.
As;051 pmol*L™': 2. As,05 2 pmol* L™ ': 5. As,04
5 pmol * L™ 10. As0; 10 pmol « L™'. DNA
markers M;. ®x DNA/Hae I11: M,. A-DNA/Hind
I11.

M 24 h

-action( 600 bp)

-myc(250 bp}

Fig 6 Semiquantitive RT-PCR analysis of c-myc
gene expression with oligonucleotide primer specific
for c-myc in 5 pmol* L™ As,O5 treated SGC 7901
cells for 0 —~ 72 hours. B-Actin was simultaneously
amplified as an internal control for RNA loading.
After 25 cycles, the PCR products were put onto a
1.8% agarose gel eletrophoresis. Molecular marker
(M), ®x 174 DNA/Hae III.
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Fig 5 Detection of DNA strand breaks by As$0O; in
SGC7901 cells by TUNEL assay performed according
to the instruction of In Situ Cell Death Detection Kit
( Boehringer Mannheim) (200 X ). A. Untreated
SGC 7901cells Ccontrol)s B. SGC7901 cells treated
with A5 O03(5 pmol* L™ ") for 2 days.
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ARSENIC TRIOXIDE INDUCES PROGRAMMED CELL DEATH OF
HUMAN GASTRIC ADENOCARCINOMA SGC7901 CELLS AND
DECREASES C-MYC GENE EXPRESSION

Deng Youping(Deng YP)!'s Lin Chen(Lin C)” » Zhang Xueyan(Zhang XY)»
Chen Dequan(Chen DQ)s Xiao Peigen(Xiao PG)! and Wu Min(Wu M)

( National Laboratory of Molecular Oncologys Cancer Institute, Chinese Academy of Medical Sciences
and Peking Union Medical College> Beijing 100021 ; 'Institute of Medicinal Plants, Chinese Academy of
Medical Sciences and Peking Union Medical Colleges Beijing 100094 )

ABSTRACT AIM: To study the biological effect of As;O3; on human gastric adenocarcinoma SGC7901
cells and its mechanisms. METHODS: MTT reduction assay: morphology investigation, flow cytometry
analysiss DNA gel electrophoresis and Inn situ cell death detection (TUNEL), semiquantitive RT-PCR were
adopted. RESULTS: As,Os inhibited the survival of SGC7901 cell line. The cells treated with As,O3 showed a
typical apoptotic morphology and hypodiploid peak before G1 phase. DNA of the treated SGC7901 cells appeared

a ladder pattern characteristic of apoptosis. TUNEL detection analysis also revealed DNA fragmentation.

Moreover, As,O; decreased the c-myc gene expression. CONCLUSION: As,O; can induce programmed death of

SGC7901 cells mainly via down regulation of c-myc gene expression.

KEY WORDS arsenic trioxide; human gastric adenocarcinomas SGC7901 cells; programmed cell death;

c-myc gene expression





