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Abstract

AIM: To observe the changes of cell apoptosis
and gene expression profile of human colon
carcinoma cell line Lovo after sulindac treatment.

METHODS: Transmission electron microscopy
and flow cytometry were used to observe the
apoptosis changes of LoVo cells 48 and 72 h after
sulindac treatment; meanwhile, cDNA microar-
ray was used to detect the genes differetially
expressed in LoVo cells.

RESULTS: Apoptotic bodies were found and
the apoptotic rates of LoVo cells increased great-
ly after treatment with 0.6, 0.9 and 1.2 mmol/L

sulindac in comparison with those of control
cells (48 h: 4.2 £ 1.04, 4.26 + 0.28, 7.51 £ 2.09 vs
1.81 £0.91; 72 h: 6.21 £ 0.56, 7.48 + 1.45, 10.40 *
1.30 vs 2.06 + 1.43; all P < 0.05). Hybridization
with cDNA microarray containing 17101 genes
screened 1013 differetially expressed genes, of
which 178 genes (17.87%) were associated with
cell apoptosis. Of the 178 genes, 82 were up-
regulated while 96 were down-regulated.

CONCLUSION: Sulindac can induce apoptosis
of LoVo cells, and its mechanism may attribute
to up-regulation or down-regulation of some
apoptosis-related genes.
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NM_016426 G-2 and S—phase expressed 1 GTSE1 0.192
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