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Cytoprotective effect of Bojungbangam-tang on cisplatin-induced
nephrotoxocity
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Cisplatin, an antitumor agent widely used in the treatment of cancers, has nephrotoxicity. This side effect is
closely related to oxidative stress. In the present study, we studied to protective effect of ethanol exiract of
Bojungbangam-tang (EBJT) on cisplatin-induced nephrotoxicity. Bojungbangam-tang is a new herbal prescription
composed of nine crude drugs. Pretreatment of EBJT prevented cisplatin-induced cytotoxicity and generation of ROS.
Also, cellular GSH content and gluathione peroxidase activity were recovered by EBJT. EBJT also decreased
cisplatin-induced expression of HO-1 via inhibition of ERK activation. Taken together, these results suggest that EBJT
has a cytoprotective effect against cisplatin-induced nephrotoxicity through anti-oxidant activity.
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Table 1. The botanical origins and ratio of crude drugs of
Bojungbangam-tang.

o tigt 2

Crude drug Botanical origin Place weightg) Specimen no.
Agaricus mushroom  Agaricus blazei Murill Korea 40 GSMO11
Atractylodis Atractylodes .
Macrocephalae Rhizoma  macrocephala Koidz China 2 GSMo12
Ginseng Radix Fanax r\g/gseng CA Korea 20 GSMO13
ver
Polypours umbellatus A,
Polyporus (PERS) Fries China 12 GSMO14
) ' Citrus unshiu
Citri Pericarpium Markovich Korea 8 GSMO15
. . Astragalus
Astragali Radix membranaceus Bung Korea 8 GSMO16
Dioscoreae Rhizoma D/Oscoﬁir{f)poma Korea 8 GSMO17
Angelicae giantis Radix  Angelica gigas Nakal Korea 8 GSMO18
Glycyrrhizae Radix Glycyrhiza uraiensis China 4 GSMO13
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Fig. 1. Effects of EBJT on cisplatin-induced cytotoxicity in
LLC-PK1 cells.
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Fig. 2. The Effect of EBJT on cisplatin-induced ROS response in

LLC-PK1 cells.

i

g

Control isplatin (50 uM)

3. HEYAE SFeRlE fl=ad

R AlF MEQ] LLC-PK1E 01831 cisplatinol] 2]6)
AP SFERI24 sl BEEURIE oHEEe gEgs dg
&t A3 cisplatinXzZlo] A3l AT SREMR20] BEYAE
ANEEE 10 ug/mld} 20 ug/mlolA] FIHYE =S ERI6)
SACHFig. 3).



olgd - 4y - olMT - ARY
307
£ *

=
Q
s 20t #
[=3
m
£
B
5 10 r
£
3

0 L e . - i e 1 e
Cisplatin (uM) - 50 50 50
EBJT (wg/ml) - - 10 20

Fig. 3 The Effect of EBJT on cisplatin-induced gluatathione depletion
in LLC-PK1 cells.
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Fig. 4. The Effect of EBJT on cisplatin-induced gluatathione
peroxidase activity in LLC-PK1 cells.
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Fig. 5. The Effect of EBJT on cisplatin-induced gluatathione
reductase activity in LLC-PK1 cells.
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Fig. 6. Cisplatin induces HO-1 protein in LLC-PK1 cells via Nrf2
translocation.
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Fig. 7. Cisplatin induces the MAPKs phophorylation in

time-dependent manner and suppression of ERK and p38 pathway
inhibits HO-1 expression via block the Nrf2 translocation in LLC-PK1
cells.
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Fig. 8. Samples inhibit cisplatin-induced induction of HO-1
expression and Nrf2 translocation via suppression of ERK pathway
in LLC-PK1 cells.
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