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Effect of Mylabris phalerata on colorectaladenocarcinoma cells
(SNU-C35 cell lines)

Hyeon-Yil Kim, Jin-Sung Kim, Sang-Hyub Yoon, Bong-Ha Ryu, Ki-Won Ryu
Department of the 3rd Internal Medicine, College of Oriental Medicine, Kyung-Hee University

The study examines the anti-cancer effects of the hot water extract of Mylabris phalerata(MP) using SNU-C5 cell lines.
Microscopic analysis showed that 12 hours after MP treatment, the number of dead cells increased prominently. Significant
cell death was observed 12, 24, and 48 hours affer MP treatment through trypan biue exclusion testing. This suggests that MP
is time-dependently cytotoxic. Mitotracker Red CMXRos staining and flowcytometry revealed that MP decreased
mitochondrial membrane potentials. The absence of peaks on PI staining showed that DNA damage occurred in MP treated
cells. Taken together, measurements suggest that MP has a strong anti-cancer effect on SNU-5 cell lines, and that this is likely
to be due to the destruction of mitochondria and DNA damage.

Key Words: My labris phalerata, membrane potentials.
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Fig. 1. Microscopic appearances of SNU-C5 celis by Mylabris phalerata.
A: Control group

B: Experimental group treated by Mylabris phalerata for 24 hr.

80 Control *
[ Experimental -]—
70 -

*
*
2 b
"l Ajﬂ
@ : . ! . @E___;
oh h 120 24h

48h

No. of dead cellls

Time

Fig. 2. Time dependent cell death effects of Mylabris phalerata
on SNU-C5 cells. The number of dead cells was
determined by trypan blue assay. ( *: p <0.05)
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Fig. 3. MitoTracker Red CMXos staining of SNU-C5 cells.
SNU-C5 cells were incubated with the dye for 30 min
at 37 and then washed and measured by
fluorescent microscopy and flowcytometer.

a8 AE

i

FE2 Ao FAAL Ak
1ol x 2] & 12 A7 Al BAA
1ol ETE BAon 24 MTide
53%. 48 A 7kol = 80%°] MfFETNE EA =
e Aol A wet hdg Ax s

X
& Bfpastes debioFig 2).

N

: j.
N f

@ o

o, My !

Ar B

i i

L,
®©

et
[e]

3. Mitochondria & $} gistol| cist &3}
B 2% 7} CH““’“‘“ T & RiEENE dete
Ag golst T 7L oWl VAR oA E
Q

o *é'oa‘ Ho ]——7‘1 erolH 7] 9& mitochondria®l
88 2930

H]EE—‘E— mitotracker= & AR M FE7} &S
2 mitochondria= mitotrackerol] 4 &0

BPHu|Astoa] £& Mog HolA gt a2t
01”35} o] f& A E°| mitochondriaZ} —’-2/‘45]\34
mitochondria®] =+ ¢|7} 7F438le] mitotracker2 4
492 o G0 57 $3 %A HolA Bek.

2 Agdd f2E ARE £4& 97 ol A
Zote] mitochondriaz} ¥4 E4o] ol YA
B E A2lsle] £4E Y& A EE mitochondria
7} g st of

A 83
srzgol o3l HAelsh HasE A

_rg,
S
o
L

gol57] 93 flowcytometry2 33| Bkt
Flowcytometry® S =g 23314 ¥ Tz
o Jtes o2%oz ZFE BANEI & A
o A3 23 4P ETe 4% BEFoE
A AR Fo] iz Blsl A8 A=} A
e AL ZAF F Aodeh o] E AR B
B 7% 7F A £ mitochondriad] £3& Fof
| Ag 4

= g AZA REBEIE Zeche
3

||

4. cimtet Mol MEF7 0l Ofst 22t
(7 7) e REENE 714 o gotiy] ¢

&) Proptdlum iodide2 M EF71E E£Ast9ith
Propidium iodide (PI)= DNA binding dyeZ 4, PIZ
AAE A EE flwocyometry2 23 3HA HA 742t

217



BEEE 7t CEetMz ol ofxjs 4

1.6
1.4
1.2

104

TNF-a secretion(ng/ml)
o
[+:]
L

5
PMA+A23187 - + + + +

+

Fig. 4. PI staining of cell cycle measured by flowcytometry.
SNU-C5 cells were incubated with medium or
medium containig MP for 48 h and stained with PI.

(Thin line : Control group, Thick line : Experimental
group treated with Mylabris phalerata)
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