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Baohuoside- I inhibits malignant phenotype of SW480 and RKO cells and its
mechanism
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[Abstract] Objective: To investigate the effect of Baohuoside-I on the proliferation, invasion, migration and apoptosis of colon cancer
cell lines SW480 and RKO and the relative mechanism. Methods: Colon cancer cell lines SW480 and RKO were respectively treated
with different concentrations of Baohuoside-1 (0, 5, 10, 20 pg/ml). Cell proliferation was detected by MTT assay; The ability of cell
clone formation was tested by cell clone formation experiments; The migration and invasion of cells were detected by Transwell assay;
The apoptosis and cell cycle was detected by Flow cytometry; and the protein expression levels of cleaved PARP, cleaved Caspase-3
and Bcl-2 were detected by Western blotting. The effects of Baohuoside-I on transcriptome and possible signaling pathways were detected
by RNA-Seq technology. Results: Baohuoside-1 could inhibit the proliferation, invasion and migration of SW480 and RKO cells, and
induce cell apoptosis and G0/G1 phase block. Baohuoside-I could also up-regulate the protein expressions of cleaved PARP and cleaved
Caspase-3 but down-regulate the protein expression of Bel-2 in SW480 and RKO cell lines. In addition, RNA-Seq data analysis showed
that DNA replication and transcription of ERBB signaling pathway related genes were both affected by Baohuoside-1. Conclusion: Bao-
huoside-1I could induce apoptosis and GO/G1 phase block of colon cancer cell lines SW480 and RKO by affecting the expression of
apoptosis related proteins, as well as cellular DNA replication and ERBB signaling pathways, thus inhibiting the malignant phenotypes
of SW480 and RKO.
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Fig.1 MTT method was used to detect the effect of Baohuoside-I on proliferation of SW480 and RKO cells
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Fig.2 Cell clone formation test was used to detect the effect of Baohuoside-I on the ability
of SW480 and RKO cells to form clones
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Fig.3 Transwell test was used to detect the effect of Baohuoside-I on the migration and invasion ability of SW480 and RKO cells
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Fig.4 Flow Cytometry was used to detect the effect of Baohuoside-I on the cell cycle
of SW480 and RKO cells
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Fig.5 Flow Cytometry was used to detect effect of Baohuoside-I on apoptosis of SW480 and RKO cells
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Fig.6 Western blotting was used to detect effect of Baohuoside-I on protein expressions of cleaved PARP, cleaved Caspase-3
and Bcl-2 in SW480 and RKO cells

2.5 EIEIF-Ix SWAS0 Lm L4 K 40 69 R vF

$2 B 5 78 1T -1 (10 pg/mD AL FR KT SW480 44 i Al
o 8 2 SW480 41 fifd 1Y) &L RNA, F %} mRNAs #E 47 1
J¥ o RNA-seq ¥4 7B 45 SR o, S LRI 31 20 630
T mRNAs(F 1), Horb 376 AN [R5 55 /KT 1) 2 S A
SIS 5 50F REZH [A)HE I Y 1% (P<0.05) , 3 232 A
B ] B 85 KT R 134 AN IR KT B
CE 7D 3 R 3 e 72 S 5 DR 558 0 i FF A B JE 7
(B8, it —Bnfix st 7 F R R 1T B ot , 5 R
N IX e 7 S R R e B 48 i E Sl i, H b 4 i
DNA & il #1 ERBB ¥ /M5 51 % %5 52 2 2 2 52
(E9) o HHF I 1 N I8 B 78 s & A2 Rk R ik e b ok
PR N BB RIME R, B DS 38 B -0 45 g 48
SW480 [ 52 M 1R A n 8 & @ it 5 W1 DNA & #l 5
ERBB i % & £ /E H 1 .
3 3

I JUAE R, 45 e 1R s 228 B, 7™ B
BN B g 5, BUBRER 2T (MR 9T 259 02 o 3
&8 iz 0GR 76 1 6 I B B B, T AT AR AR R
A& 48 25 1 53 AE 0 99 TS 5 ¥R T R B e I ) AR v Ay
B, 38R T R 245 R B B A R ¥ T 7 THD ) R
M R DR RIE TR G 24 8 N K R0

25] 3
20
o
=
? 15 Significant
5 * Up
S ' + Down
:o? 10 ) af fw 0 + Normal
5
. .
-15 -10 -5 0 5
Log, (FC)

The red dots indicate up-regulated differenctially expressed
genes as compared to the control group; the green dots indicate
that the down-regulated differenctially expressed genes as com-

pared to the control group. The horizontal dashed line indicates P
=0.05, and the two vertical dashed lines indicate 2 fold change in
transcription difference
E7 FEH-ILLIEH SW480 LARFI X BRLH 8] £ F Rk E EH #Y
KILE S H

Fig.7 Volcano gram analysis of differentially expressed

genes between SW480 cells treated with Baohuoside-I and

the control group
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