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Plants are an invaluable source of potential new anti-cancer drugs. Sasa quelpaertensis Nakai (Korean
name, Jeju-Joritdae) is one of these plants with medical value, which is a bamboo grass widely dis-
tributed in Mt. Halla on Jeju Island, Korea. Here, we investigated the apoptotic effects of S. que-
paertensis leaf extracts in six human cancer cell lines (A549, MCF-7, HepG-2, Hela, HCT116 and A375).
MTT assay signified the antiproliferative nature of S quelmaertensis extracts against all tested cancer
cells: 5. quelpaertensis displayed slight cytotoxicity against A549, MCF-7 and HepG-2 cells, whereas it
was exclusively cytotoxic to Hela, HCT116 and A375 cells. Apoptotic cells were evaluated using PI
staining of DNA fragmentation by flow cytometry (sub-G1 peak). PI staining indicated increasing ac-
cumulation of Hela, HCT116 and A375 cells at sub-G1 phase. Further events like generation of nitric
oxide (NO") were accompanied in the S quelpertensis Nakai-induced apoptosis. Augmented NO*
generation resulted in the DNA fragmentation of Hela, HCT116 and A375 cells by treatment with S.
quelpaertensis leaf extracts. These results suggest that S quelpaerfensis may be a potential natural re-
source for treating cancer cell. To identify the exact mechanisms of molecular mechanism of 5. que-
paertensis induced apoptosis awaits further investigation.
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ng/ml), HepG-2 (17731 ng/ml) A1 X & wHI g &4 & Yeh

ATh(Fig. 1).
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Growth inhibition of various human cancer cells after treatment with Sasa quelpaertensis Nakai. The cells were treated with

indicated concentration (0-200 ng/ml) of Sasa quelpaertensis Nakai for 24-72 hr and cell proliferation was determined by the

MTT assay. Each point is the mean *

SD of three experiments.
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Fig. 2. Dose effect of Sasa quelpaertensis Nakai induced apoptosis
in A375, Hela and HCT116 cells. Cells were treated with
indicated concentration (0-200 pg/ml) of Sasa quel-
paertensis Nakai for 48 hr, stained with PI, and analyzed
for cell cycle using flow cytometry. Results are expressed
as mean * SD from three separated experiments. *p<0.05
compared with control.

A375 Hela HCT116

pg/ml 0 50 100 200

0 50 100 200

0 50 100 200

i’

Fig. 3. Internucleosomal DNA fragmentation induced in A375,
Hela and HCT116 cells Sasa quelpaertensis Nakai. Cells
were exposed with S. quelpaertensis at different concen-
tration (0-200 ug/ml) for 48 hr. To analyze the DNA
fragmentation, the genomic DNAs were extracted, elec-
trophoresed in a 1.8% agarose gel and then visualized
by ethidium bromide staining.
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Table 1. Does effect of Sasa quelpaertensis on nitrite production
in A375, Hela and HCT116 cells

Nitrite (11M/10° cells)

ug/ml

A375 Hela HCT116
0 2.94+0.118 2.09£0.019 2.92+0.079
50 5.35£0.0595* 2.63%0.086 4.27+0.371
100 6.96+0.319 3.61+0.024* 4.74+0.174
200 9.47£0.1597* 5.37£0.039* 5.26£0.244*

The results are shown as the mean + SD. *p<0.05 compared
with control.
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Table 2. Sasa quelpaertensis induced cell cycle arrest in A375, Hela and HCT116 cells

% of cells

ug/ml G0/G1 S G2/M

0 60.5£0.200 7.02£0.379 32.5£0.18

A3T5 50 69.98+0.402 7.4+0.18* 22.6£0.58
100 63.54.15 9.2+2.26* 27.3+1.89*

200 71.6+0.07 7.7+0.66* 20.7+0.59

0 58.9+2.48 15.6£1.53 25.5+0.94
Hela 50 46.3%0.66 26.3£1.35 27.4+0.69*
100 50.8+2.58* 23.9+0.76 25.3+1.82*
200 51.2+1.000* 22.3+0.61 26.5+1.61*

0 79.98+0.087 10.8+0.18 9.2+0.27

50 71.4+0.42 15.7+0.68 12.9£0.26

HCTLS 100 52.5+3.695 14.5+0.702 32.9£2.99

200 47.62.38 15.7+0.33 36.7+2.72

The results are shown as the mean £ SD. * p<0.05 compared with control.
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