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" The steamed root of Rehmannia glutinosa has been used for treatment of inner ear diseases, such as tinnitus
and hearing loss in traditional Oriental Medicine. In the present study, we investigated the effect of ethanol extract of
steamed root R. glutinosa (SRG) on cisplatin cytotoxicity of HEI-OC1 auditory cells. In addition, to investigate the
mechanism of SRG on cisplatin cytotoxicity, the effects of SRG on lipid peroxidation as well as scavenging activities
against various free radicals were measured in cisplatin-treated cells. Treatment of SRG protected cells from cisplatin
and reduced lipid peroxidation in a dose-dependent manner. Furthermore, SRG demonstrated significant scavenging
activity against various free radicals, including superoxide radical, hydroxyl radical, hydrogen peroxide, and DPPH
radical. These results indicate that SRG protects cisplatin-induced damages of HEI-OC1 cells through inhibition of lipid
peroxidation and augmenting scavenging activities against free radials.
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X2 (Rehmannia Radix Preparata)2 X& (R. glutinosa

Liboschitz)9] Wa]E 71838 & MA] sigo] ©E] ASE BX
2=, 59587k sl HES £ sl JZRETH)
= oldy xgol Algsittn 71250l k. w3 BE (@
1), B8 (i), EAEZ (ALRH), U (AML), 55 (FH),
BIRE (FHEM =9 HE9 ARdT A . <18 &

£=29 Mg gy, grEddol Y, Ik E ol Hgt

HEFo| Tt HaAs &, ¥ g9 g3t 371 BT 5
o] Tt Bt XY olF x| E
LA UA| Gt

2 dTolAs A7 M ZF HEOCL Al ZollA] X8 ot
g FEEY cisplatin A Z5Hofl thot HE et A4S}
AH AFEE ZAGIRCE W8 in vitro cell-free systemollA]
superoxide radical, hydrogen peroxide, hydroxyl radical,
11-diphenyl-2—picry] hydrazyl (DPPH) &9 it &AAHSE

ol A eEl gutE HE5I

Az H U

1L SAE 582 F

ENES M2 ZEAFA FULS TUT & BUL
of B@slo] ALSIAT BAH Ba& SXE 100 g8 219 of
B0l 72212 ¥ & @:A (Watman No. 1)o] A2 &7,
ZYESE & dE HRAY & -20To] BBWA gl A}
83l
2. Az afet

USA)Q] 942 (cochlea)ZRE] 2] WSt HELOC1 A xE=?
Dulbecco’s modified Eagle medium (DMEM, Gibco, USA)oil
10% fetal bovine serum (FBS, Gibco, USA)i} 50 U/ml
gamma-interferon (INF-y, R&D System, USA)o] 71 vl ko
O WiSIGEL AZE Y] (5% COy 33T)Y] ME HiQHE

2% v} ks FACH.

3. Mz dEE 5

X8 EtE ZEE W csplatin®] HEI-OC1 A Zol thst
MNE=EHES  MIT  (3-(4,5-dimethylthiazol-2-y1)-2,5-diphenyt
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Fig. 1. Cytotoxicity of the ethanol extract of steamed roots of R.
glutinosa (SRG) on HEI-OC1 cells. Cells were pretreated with various
concentrations of SGR for 24 h and cell viability was determined by the MTT assay.
Data are mean£SE. in triplicate. *P<0.05 when compared with control group.
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Fig. 2. Protective effect of the ethanol extract of SRG on
cisplatin-induced cytotoxicity. Pretreatment of SRG resulted in increase of
HEI-OC1 viabllity after cisplatin treatment. Cells were preincubated with the
indicated doses of SRG for 1 h prior to the addition of cisplatin and further
maintained for 24 h Data are mean=SE. in triplicate. *P<0.05 when compared with
cisplatin-treated group. NAC, 1 mM of N-acetyl oystein,
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Adiptelde £t (Fig. 3). A& oltte £&2 A2
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NAIEE AHSIATE (p<0.05). E3], LTl 50, 100
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Fig. 3. Inhibitory effect of the ethanol extract of SRG on lipid
peroxidation of HEI-OC1 cells by cisplatin. Cells were preincubated with
various doses of SRG for 1 h prior to the addition of cisplatin and further
maintained for 24 h. Data are mean£SE. in triplicate. *P<0.05 when compared with
cisplatin-treated group. NAC, 1 mM of N-acetyl cystein.
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Table 1. Scavenging activity of the ethanol extract of steamed roots

of R. glutinosa (SRG) against superoxide radical, hydrogen
peroxide, hydroxyl radical and DPPH
Superoxide Hydrogen Hydroxyl DPPH
Concentration radical peroxide radical scavenain
(ng/mi) scavenging scavenging  scavenging Acivit g(o/%
activity (%) activity (%) activity (%) y (%o
5 1620210 3856070 3475:081 450090
grg 10 21505112 4047:097  4850:060  540%156
50 22704258 4157x137 47843038 20704238
100 2040+158 41531025  4936+040° 64904270
BHT 100 1670070 45008394  3393:03¢°  €583+177

Data are meantSE. in triplicate *P<0.05 when compared with control BHT, butylated

hydroxy toluene,

A
B o FollA] cisplatino] ¢J8F HEI-OCT M ZEMo] tidh <
Ag detg FE£89 HaagHe g ¢ AUt HELOCL

A ZoA] 10 pM cisplatin Xz]ol] 213t MEEHS VEM IR
T 46% FEOE MES0] 4G O, X8 dEE RE
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F= radicalZ LEix AP, Cell-free systemofjA] =T (5-50
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