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Abstract

AIM: To investigate the role of the c-Jun N-ter-
minal kinase (JNK) signaling pathway in the
proliferation and apoptosis of human colon car-
cinoma HT-29 cells.

METHODS: HT-29 cells were divided into two
groups: normal control group and JNK inhibitor
group (pretreated with SP600125 for 24 h). MTT
assay was used to detect cell proliferation, and
TUNEL assay was used to detect apoptosis.

RESULTS: The proliferation of HT-29 cells of
the JNK inhibitor group was lower than that of
the normal control group (0.287 + 0.008 vs 0.479
1 0.012, P < 0.01). The apoptosis index of HT-29
cells of the JNK inhibitor group was higher than
that of the normal control group (13.000 + 1.080
vs 1.000 = 0.147, P < 0.01).

CONCLUSION: Inhibition of the JNK signaling
pathway significantly inhibited cell proliferation

but promoted apoptosis in human colon carci-
noma cell line HT-29.
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