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ABSTRACT Objective: To investigate the roles of Bakuchiol (Bak) on HepG2 cell and the effects of co-treatment of Bak and
Tumor necrosis factor- related apoptosis-inducing ligand (TRAIL) on HepG?2 cells, as well as the inner mechanisms. Methods: Cells were
treated with different concentrations of Bak or Bak+TRAILand cell vitality was detected 24 h later. After Bak treatment, cell oxidative
stress levels were examined through DCF-DA staining and ROS, GSH detection. Western blot analysis was conducted to detected the
expressions of Death receptor 4 (DR4) and DRS5. After Bak+TRAIL treatment, cell apoptosis status was detected. Furthermore, ROS
scavenger NAC was used to inhibit oxidative stress and DR4, DR5, Bax expressions were detected. Results: Both Bak and TRAIL can
reduce HepG2 cell vitality. Co-treatment of Bak and TRAIL further reduced the cell vitality. Bak treatment increased ROS production,
DR expressions and reduced cellular GSH level. Co-treatment of Bak and TRAIL induced higher level of apoptosis compared with
single-drug treatment. Compared with the Bak + TRAIL group, NAC treatment reduced ROS level and reduced DR expression, as well as
the Bak+TRAIL induced apoptosis levels. Conclusion: Bak enhances TRIAL induced HepG2 cell apoptosis and tumor growth via
activating cellular oxidative stress and up regulating DR4 and DRS expressions.
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Fig. 1 Effects of Bak treatment and TRAIL on HepG2 cell vitality
Note: Data are expressed as x+ SEM, n=6. *P< (.05, compared with group Control; °P< (.05, compared with 10 uM Bak group; °P< 0.05,
compared with 20 M Bak group; ‘P< 0.05, compared with TRAIL group. Bak: Bakuchiol
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Fig. 2 Effects of Bak treatment on cell ROS level

Note: Data are expressed as x+ SEM, n=6. *P< 0.05, compared with group Control; °P< 0.05, compared with 10 uM Bak group;

‘P< 0.05, compared with 20 pM Bak group. Bak: Bakuchiol
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Fig. 3 Effects of Bak treatment on DR4 and DRS5 expression

Note: Data are expressed as x+ SEM, n=6. °P< (.05, compared with group Control; ®P< 0.05, compared with 10 M Bak group;

P< 0.05, compared with 20 M Bak group. Bak: Bakuchiol
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Fig. 4 Effects of Bak and TRAIL on cell Bel2 and Bax expression
Note: Data are expressed as x* SEM, n=6. *P< (.05, compared with group Control; °P< 0.05, compared with 20 uM Bak group; °P< 0.05,

compared with TRAIL 5 ng/ml group. Bak: Bakuchiol

__ 150- 250~ a
X s * 200 b
Efg 100 28
TRAIL . B 8t g g 150,
c— b Q
z g 504 a E‘» 8 100
- _ + + °3 - E .
3 x 2 504
=3 =3
NAC -— - + 0 o
N ~ o \ N o
N N i x© \ >
o *k»(@ P‘\\’“\ o *;(@P“ \\‘k\\
ot << ot <P
DR TN S =N \d o
ors R .
c o\o a | o\° a
S Z- 200 S b
28 b S L 200
BaX . e — 3 £ 150, o€
g 9 a8
. X9 400 X9
B-actin —> GNP G °© o S 2 100
T 504 33T
o9 oQ
~ 0 ~ o4
N v o & v o
o(\\‘° ‘@\x\ Na oo <@ Na
(@) N \% () N P-\\’
@° ‘@P- X R
o oo

[ 5 BEEF ROS %45 7 Bak+TRAIL i DR 1838 40 B 1= B R
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Note: Data are expressed as xx SEM, n=6. *P< 0.05, compared with group Control; °P< (.05, compared with Bak + TRAIL group. Bak: Bakuchiol
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