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[Abstract] Objective To explore the effects of sialidase inhibitor on the proliferation and apoptosis of
endometrial cancer Ishikawa cells. Methods Ishikawa cells were cultured and divided into 2 groups: control group
and sialidase inhibitor N-Acetyl-2, 3-dehydro-2-deoxyneuraminic acid (DANA) treated group. After the sialidase
activity was compared between the two groups., the expression level of matrix metalloproteinases ( MMPs),
proliferating cell nuclear antigen ( PCNA ), apoptosis rate and proliferation ability were detected by
immunofluorescence staining, flow cytometry or MTT assay. Results With the treatment of DANA, the activity

of sialidase in the cell culture supernatant was suppressed while MMPs expression levels and apoptosis rate of

Ishikawa cells were decreased. The expression level of PCNA and cell proliferation showed no statistical differences

in two groups. Conclusion
seems no effect on cell proliferation.
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Proliferation

Sialidase could affect the invasive ability and apoptosis rate of Ishikawa cells, but it

Apoptosis
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The activity of sialidase in the supernatant of Ishikawa cells
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Fig 1
DANA (BT):
DANA treatment group; Control: Control group.

* % % P<C0.000 1
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B2 HREKN MMPs 7£ Ishikawa 28 &L, SP X600

Fig 2

The expressions of MMPs in Ishikawa cells detected by immunofluorescence. SP X 600

A: MMP2 expression in Ishikawa cells; B: MMP9 expression in Ishikawa cells; 2nd: 2" antibody staining only; Con: Control group;

DANA: DANA treatment group
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Fig 3 Flow cytometry detected the expression of MMP2 in Ishikawa cells
2nd: 2" antibody staining only; Con: Control group; DANA: DANA treatment group
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Fig 4 Flow cytometry detected the expression of MMP9 in Ishikawa cells
2nd: 2™ antibody staining only; Con: Control group; DANA: DANA treatment group
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Fig 5 Apoptosis rates of Ishikawa cells after being treated with DANA for 24 h detected by flow cytometry

EA: Early apoptosis; LPA: Late phase apoptosis; TA: Total apoptosis; * % % P<C0.000 1
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