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Effects of Ulmi cortex extract on cell apoptosis in HT-29
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ABSTRACT

Objectives : In this study, we investigate that Ulmi cortex extract contributes to growth inhibitory
effect and anti-cancer activity on the HT-29 human colon cancer cells.

Methods © Ulmi cortex was extracted from the leaves of the plant using water. The Ulmi cortex extract
was treated to different concentrations for 24 hr. Growth inhibitory effect was analyzed by measuring
FACS study and MTT assav. Cell cycle inhibition was confirmed by kinases assay. Cell apoptosis was
confirmed by surveying caspases cascades activation using Western blot.

Results : Exposure to Ulmi cortex extract (Odmg/m) results in an inhibitory effect on cell growth in
HT-29 cells. Growth inhihition by Ulmi cortex extract in HT-29 cells was related with the inhibition of
prohferau(m and induction of apoptosis. The Ulmi cortex extract induces Gl-cell cycle arrest and DNA
fragmentation in HT-29 cells. Furthermore, Ulmi cortex extract induces cell apoptosis through the
activation of caspases—3 and PARP cleavage.

Conclusion : Ulmi cortex extract induces apoptosis in human colon cancer cells, therefore, we suggest
that Ulmi corfex extract can be used as a novel class of anti-cancer drugs.

Key words apoptosis, anti-cancer drug, cell cw:}e arrest, HT-29 human colon cancer cell, Ulmi
cortex.
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Fig. 1. Effect of Ulmi cortex extract on the cell profiferation of the
T-29 cells. 1
©, 01, 02, 04, 06mg/mb of Ulmi cortex exuact for 24hr. Cell

T-29 colls were treated with varlous concentrations

viahility was measured by MTT assay as descried in Materials and
methods. Data present meantSDI%! from six independent triplicate
experiments. Con, cells alone.
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Fig. 2. Cell cycle analysis and apoptosis  detection by flow
cytomelry.
1IT-29 cells were treated with various concentrations (0(A), 0.2(B),

040

arrested at S and G2/M phase with

Yomg/m) of Ulmi cortex extract for 2dhr. Cells were partially
decreased cell population at
GO/GL phase. Sub-() peak represents the population of apoptotic

cells after the treatement with Ulmi cortex extract.
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Fig. 3. U
LT-29 cells were (reated with various cencentrations (0, 0.2,

04mg/ml) of Ulmi cortex extract(UCP) for 24hrs, Equal protein of

mi cortex induces apoptosis in 1IT-29 cells.

Sathe otal cell lysates were analyzed by gradient % SDS-PAGE. The

cloavages of PARP and the reduction of procaspase-3,-9  were

detected by Western blot, Bractin levels were used as internal

markers for loading variation.
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Fig. 4. DNA fragmentation by Ulmi corlex extract.
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Fig. 5 Effect of Ulmi cortex extract on Bel-2  expression from
Cells were treated  with
Odmg/mb of  Ulmi

extract{UCP) for 24hr. Equal prowen of the total cell lysates were

mitochondria fraction of IIT-29 cells.

various  concentrations (0, 0.2, corlex

analyzed by 12% SDS-PAGE. Western blotting analysis was used
1o assess the protein expressions.
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Fig. 6. Effcet of Ulmi cortex extract on ERK/p38 pathway in
IT-29 cells. cells were treated with various concentrations (0, 0.2,
0Amg/mD of Ulmi cortex extract (UCP) for 24hr. Equal protein of
the total coll lysates were analyzed by 10% SDS-PAGE. Western
blotting analysis was used to assess the protein expressions. B

-actin levels were used as intermal markers for loading variations.
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