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Abstract

AIM: To observe the effect of melittin on apopto-
sis and expression of mitochondrial proteins in
human gastric cancer cells (SGC-7901) in vitro.

METHODS: SGC-7901 cells were treated with
4 ug/mL of melittin for different durations (0,
1, 2, or 4 h). After treatment, cell morphological
changes were observed under an inverted micro-
scope. The levels of reactive oxygen species (ROS)
and mitochondrial transmembrane potential
(MTP) were detected by fluorescence microscopy.
The expression of apoptosis inducing factor (AIF),
Smac/Diablo, cytochrome C, and EndoG was ex-
amined by immunohistochemistry.
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RESULTS: Melittin induced the apoptosis of
SGC-7901 cells. ROS experiments showed that
compared to the control group, more strong cy-
toplasmic green fluorescence was observed in the
melittin group. MPT experiments showed that
the majority of cells in the melittin group exhib-
ited green fluorescence (P < 0.05), while the con-
trol group showed red fluorescence. The positive
rates of mitochondrial proteins AIF, cytochrome
C, EndoG, and Smac/Diablo protein expression
were 15.99% + 1.66%, 44.48% + 4.85%, 62.34% +
2.71%, and 28.58% + 2.09%, significantly different
from those in the control group (all P < 0.05).

CONCLUSION: Melittin induces SGC-7901 cell
apoptosis possibly by regulating the expression
of mitochondprial apoptosis related proteins.

© 2013 Baishideng. All rights reserved.
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