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Abstract

AIM: To investigate the effects of combined
use of indole-3-acetic (IAA) and horseradish
peroxidase (HRP) on the growth of human
adenoid cystic carcinoma SACC-2 cells in vitro.

METHODS: After HRP (1.2 mg/L) and IAA at
different concentrations (20, 40, 60, 80 and 100
umol/L) were co-incubated with SACC-2 cells
for 48 h, the changes in cell morphology were
observed under light microscopy, the growth in-
hibition rate was measured by the CCK-8 assay,
and the expression level of caspase-3 mRNA
was determined by semiquantitative RT-PCR.

RESULTS: Compared with negative control
cells, cells incubated with IAA/HRP underwent
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shrinkage, became small and round, and showed
significant vacuole formation. The growth in-
hibition rates achieved in cells incubated with
HRP (1.2 mg/L) and IAA at 40, 60, 80 and 100
pmol/L were significantly higher than that in
control cells (31.8%, 38.71%, 60.57% and 80.18%
vs 0%, respectively; all P < 0.05). Combined use of
HRP (1.2 mg/L) and IAA at 60 and 100 pmol/L
could significantly upregulate the expression
of caspase-3 mRNA when compared to control
cells (0.835 + 0.019 and 1.667 £ 0.022 vs 0.242 +
0.025, respectively; both P < 0.01).

CONCLUSION: Combined use of IAA and HRP
is able to significantly inhibit the growth of
SACC-2 cells in vitro perhaps through upregula-
tion of caspase-3 mRNA expression to induce
cell apoptosis.
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