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Abstract: Objective To explore the feasibility of establishing the model of human gastric epithelial cells(GES—1)
apoptosis model induced by ethanol. Methods Cell viability and apoptosis induced by ethanol were assessed by MTT
assay, cell real —time dynamic analyzer, Hoechst staining, and Annexin V —FITC/PI. Results (1)When the
concentration of ethanol in cell culture medium was higher than 0.5 mol *L.”", GES-1 showed obvious injury and
apoptosis. TNF-a (100, 50 ng-mL™) showed no obvious apoptosis induction for the GES—1. (2)The morphological
examination showed that the GES—1 of ethanol group appeared apoptotic morphological changes. (3)The results of
Annexin V — FITC/PI combined with flow cytometry analysis showed that ethanol at the concentration higher than 0.2
mol * .7 induced the apoptosis of GES—1, and the apoptotic cells were almost in early —stage apoptosis, the effect
being concentration —dependent. But after 60 minutes, the effect would gradually weaken. Conclusion The results

demonstrated that ethanol can induce the apoptosis of GES—1 in time— and dose—dependent. The established apoptosis

model has good reproducibility.

Keywords: Human gastric epithelial cells; Ethanol; Apoptosis
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Figure 1 Effect of ethanol on the vitality of GES-1(RTCA)
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Figure 2 Effect of ethanol on the vitality of GES-1(MTT)
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Figure 5 Effect of ethanol on the morphology of GES—1(EtOH-0.8
mol- L)
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Figure 3  Effect of ethanol on the morphology of GES—1(1 h)
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Figure 6  Effect of ethanol on the morphology of GES—1(Hoechst)
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Figure 8 Effect of ethanol on the apoptosis of GES—1 (Hoechst

staining )

M, SRR 3 AR A A I B A5 S GES-1 4i
OPARIE TR

2.4 LPFHAEEL G GES-1 AR A 08 T2l UL 1A
9~F 10, &L 2 h R BIA, ZEEA IR A I
WRTIRAL I EL, HEEHEW S R, FE AR (R
A4 DO, ZEFAGITFE X (P <0.05), Uil

Normal (200x)

Normal (200x) Normal (400x)

15 min(200x) 15 min(200x)

30 min(200x%)

30 'min(200x)

1h (200%) 1L h (200x) . 1'h (400)

.

2 h (200x) 2 h (200x) 2 h (400x%)

4 h (200x) 4 h (200x) 4 h (400x)*"

7 ZBzxt GES-1 fHRatkAL SIS0 ( EtOH-0.5 mol-L™)
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Figure 9 Effect of ethanol on the apoptosis of GES—1(Annex—
in—V FITC/PI)
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Figure 10 Effect of ethanol on the apoptosis of GES—1( Annexin—V
FITC/PT)
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