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Damage Effects of Ochratoxin A on Chromosome of Human Gastric Epithelium Cells in
vitro
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Abstract: Objective
gastric epithelium cells (GES-1) in vitro. Methods

To explore the damage effect of ochratoxin A (OTA) on chromosome of human
The situation of chromosome damage was evaluated
by micronucleus test after different concentrations of OTA treatments(5, 10, 20 umol/L) for 24 h. The type
of chromosome aberration was further observed by chromosome karyotypic analysis after OTA treatment at
different concentrations. Results The micronucleus test results showed that the micronucleus rates in 10 and
20 pmol/L OTA treatment groups were (2.90+0.54)% and (3.84£1.06)% respectively, which were significantly
higher than that in control group [(1.23+0.27)%, P<0.05].Chromosome karyotypic analysis showed that
total frequencies of aberrations were significant increased after OTA treatment. The total frequencies of
aberrations were 14%, 20% and 24%, respectively in 5, 10 and 20 pumol/L OTA treated groups, which were all
significantly higher than that in control group (4%, P<0.05). Conclusion OTA could increase micronucleus
rate and induce chromosome aberration in GES-1 cells.
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Micronucleus(MN) assay showed representative micronucleus cell by Giemsa staining(x400). A: solvent control group,;B:Sumol/L treatment group,;C:

10umol/L OTA treatment group;D: 20umol/L OTA treatment group. The arrows (1) represented the MN of GES-1 cells in groups;OTA:ochratoxin A
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Figurel Induction of micronucleus by OTA in GES-1 cells
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Tablel Effects of OTA on frequencies of chromosome
aberrations in GES-1 cells detected by metaphase

chromosome karyotype analysis (%)

Groups Dicentric Gaps Breaks Ring Polyploid Total
Solvent control 2 0 0 0 2 4
Sumol/L OTA 3 3 5 0 3 14
10umol/L OTA 5 4 5 2 4 20°
20pmol/L OTA 11 8 5 0 5 24"

Notes: chi-square test.”P<0.05, compared with control group
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A:a metaphase mitotic figure in solvent control group; B:dicentric
chromosome; C:breaks chromosome; D:ring chromosome;E:gap
chromosome. Chromosome aberrations (1) were apparent in OTA
treatment group
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Figure2 Effects of OTA on metaphase chromosome

karyotype in GES-1 cells
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