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Abstract

AIM: To investigate the effects of 5-Aza-2'-
deoxycytidine (5-Aza-CdR) on the proliferation
and apoptosis of Lovo cells and the expression
of tumor suppressor gene RUNX3.

METHODS: Human colonic cancer cell line
Lovo was treated with 5-Aza-CdR (0.4, 4, 40
pmol/L), a specific demethylating agent, for 3 d,
and then cultured in RPMI 1640 medium for 5 d.
The growth of Lovo cells was observed by MTT
assay before and after 5-Aza-CdR treatment,
respectively. The expression of RUNX3 mRNA
was observed by semi-quantitative reverse
transcription-polymerase chain reaction (RT-
PCR). The apoptosis of Love cells was analyzed
by flow cytometry.

RESULTS: Lovo cells treated with 5-Aza-CdR
displayed a slowed growth in comparison with
the control cells, and the growth rate decreased
accordingly with the increase of 5-Aza-CdR
concentration. RUNX3 mRNA was expressed in
Lovo cells after 5-Aza-CdR treatment, but it was
undetectable before the treatment. After 0.4, 4,
and 40 umol/L 5-Aza-CdR treatment, the level
of RUNX3 mRNA expression was 0.46 £ 0.06, 0.71
* 0.06, and 0.84 * 0.07, respectively, and it was
significantly correlated with the concentration
of 5-Aza-CdR (F = 168.4, P < 0.01). The apop-
totic rate of Lovo cells treated with 0.4, 4, and 40
umol/L 5-Aza-CdR was 10.95% £ 2.09%, 17.61%
+1.51%, and 26.60% *+ 1.89%, respectively, which
was markedly higher than that of the controls
(2.92% £ 0.93%)(P < 0.01). The apoptosis was
also notably correlated with 5-Aza-CdR concen-
tration (F = 145.7, P < 0.01).

CONCLUSION: 5-Aza-CdR can inhibit the proli-
feration and partly induce the apoptosis of Lovo
cells by inducing the re-expression of RUNX3
gene.
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