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Effects of mogrosides on proliferation of hepatic stellate cell-T6
and hepatofibrosis-related gene
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Abstract: Objective To investigate the cytotoxicity of serum containing mogroside (SCM) to hepatic stellate cell (HSC)-T6 of rats
and its effects on the proliferation and related gene expression. Methods HSC-T6 was cultured in vitro and treated with SCM. Lactate
dehydrogenase (LDH) assay was used to evaluate the cytotoxicity of SCM; MTT assay was used to evaluate the inhibitory effect of
SCM on HSC-T6; The mRNA expression of collagen alphal type I (Col-I), transforming growth factor-beta 1 (TGF-B1), and tissue
inhibitor of metalloproteinase 1 (TIMP-1) was determined by RT-PCR. Results SCM exhibited no cytotoxicity to HSC-T6 according
to the result of LDH assay, but inhibited the cell proliferation of HSC-T6 at 20% and 10% (P < 0.05, 0.01) concentration in the MTT
assay significantly. From the results of RT-PCR, the mRNA expression of Col-I, TGF-f1, and TIMP-1 was significantly reduced by
20% and 10% SCMs (P < 0.05, 0.01). Conclusion SCM has no cytotoxicity on HSC-T6. SCM could inhibit the cell proliferation of
HSC-T6 and Col-I, promote the degradation of extracellular matrix (ECM), which may be some parts of the mechanism of
anti-hepatofibrosis.
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Takara A ] o
1.2z R HAEkk

SPF 2 SD K ., MERER-2, /K BT H: 120~150 g,
IR RER 2E S S iR, SA%IES . SCXK
(FE) 2009-0002, JIF AR HSC-T6, | PHEEFEA
SRR, S SV40 #4: SD K HSC,
RN FEA) HSC.
1.3 {488

SW—CI—IF B TG, M)
311 B —F Ak B5 7548, Thermo Forma 725 KR
VKA, 51 Thermo Forma A#]; XD—101 3% &
B, PRI E G AR H R A R AR s SS—325
KBS, HA Tomykogo A 7; 5415R /NL&
FCEOAL, S810R (RyidivA R 25 0oL, %[ Eppendorf
A F]; Model—450 LA M, Gel doc 2000
WIS 8RSy T R 48, PAC-300 15 HLiK A, PCR 1,
2 [H Bio-Rad /% .
2 FHiE
2.1 BAMBRIEE

URER 42 3, BENLAY A 3 41, 20504 2 R
FraL. AKARALBRBH X LRI AL, R4l 14 H
BURFE A ig 4525 400 mg/(kg-d)™, PPN L
ig FKALBE 0.1 mg/(kg-d), FHIRAL ig A3 ERK 10
mL/(kg-d), BRI 2 IREYy, HELERY T do RIK
25)a 1 h, SAKBIEESNKEM, 4 000 r/min
250 15 min, & H R R, 56 °C K3 30 min,

1 0.22 pm PEAFLIEESEL BRI, E-20 CUKARTRAT -
SRR AL S AL yE L 10041 2141 :
3 MRERATISESS, R 1 ¢ 3 MBI 2 1iE
XF HSC-T6 4 3458 A W & AMhAE o« AR Tl s i
gE L, DLAS S 40 2R K g K Il v AR R 43 2
(20%) Jy BRI 25 35 e K4 297, L
TG AT 5% 10%. 20% 3 DR, HJLL
Xof A I T FRORE 2 AH AR 73 Bees . HSC-T6 4
J 1% AR Z A8 2K BRI 3 AR B0k 20%.
2.2 LDH E&MX HSC-T6 RIAAaS 4

# HSC-T6 LA 1 X 10°/mL %80T 24 FLIK, 555
12h J5, # 20%25 F K B R TR, 70 alik
PR FHAF & 235 5% 10%- 20%41, FKALB
Y ING 20%ZH AT R LT 20%4, 4w 4 MR
FLo 4R 48 h AR 40 3, UL LDH Wl
AT My 35 LDH [ .
2.3 MTT %40 HSC-T6 ¢HAuiEsE

4 HSC-T6 41 Lh 1 X 10°/mL Ah T 96 FLAK,
BiFE 120 Ja, 5% 20%75 (K RIS R 7908, >
M5 ZIR “2.27 1, B4l S ML, H9E44h
Ja #ALEBIMA MTT 20 uL, 4K4:555% 4 h, W 456
WK, A 100 uL DMSO, ke Bk 5
min, FMERRMUCAE K (570/630 nm) Ebfh, &G
FE (4D 1Ho

IR = OO R AL A (5 — 22491 A 1) / WFIRFL 4 {4
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KA LA 1X10°/mL #8050 mL 5598+,
12 h J5#e5 20%25 AR BRIMYE, 4l 54525 [F“2.2”7
U, RR4L3 M. 415 9R 4 h)a, K Trizol i
PR S RNA, IR E & O E RNA 1) &
RS, Apeo/Aago BIFE 1.8~2.0. BT K S5 Col-T)
TGF-B1 F1 TIMP-1 mRNA 5 pg, I M-MuLV ¥ #% 5%
il 4 H S Bl cDNA, LA RT-PCR 7545 Col-1.
TGF-pl [ TIMP-1 mRNA H ik K24k . R
GeneBank #rHIEDE 513 BAT 5190 510741
M B-actin 1E[A5]4 5~ AACCCTAAGGCCAACCG-
TGAAAAG-3’, X In451%) 5°-TCATGAGGTAGTCT-
GTCAGGT-3", ;F*#KJE 240 bp; Col-1 1E[ 54
5>-TGCCGTGACCTCAAGATGTG-3’, 5|4 5°-
CACAAGCGTGCTGTAGGTGA-3’, = J& 462 bp;
TGF-B1 iE[1514 5°-ATGGTGGACCGCAACAAC-3’,
K519 5°-TGAGCACTGAAGCGAAA GC-3°, 7~
YK BE 329 bp; TIMP-1 1E [ 5% 5°-GCCTCTGGC-
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ATCCTCTTG-3’, JxIn 5% 5°-CTGCGGTTCTGG-
GACTTG-3’, MK J& 287 bp. PCR 71 cDNA 4
f}: 94 ‘CHIAZTE 5 min, 94 CAZYE 30s; I KR
Col-I, 55°C, TIMP-1 & TGF-pl, 52 °C. 30s, 72
‘CHEAH 30's, 30 MG, 72 ‘CLEM 10 min. Fif5
PCR J=“WI{E 2% IEpEEER bk fE, &R g
AL, Quantity One B AFIN € K BEAHE
25 FitESH

NH SPSS13.0 #AFREATSGE Vo0, B LL
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T2 HSC giifesy e sk, WAk 1.
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T AN A A2 2] A (P<<0.05. 0.01), T
5% 25 M 410 2 25 784k, R B PUR T 5 24100
THEANH HSC-T6 A=K H W W E RO R. W
*2.
3.3 %t HSC-T6 RF A4 (LB X EE Rz A0

DOCREE 10% 20% 7 24 10035 34 2 2 40
Col-I. TGF-B1 il TIMP-1 mRNA %% (P<0.05.
0.01), T 5% M WIJE WA o W& 3 R 1.

£1 FTXRWERHMFBEN HSC-T6 LERH
LDH EKIFM0 (x+5,n=4)
Table 1 Effect of SCM on content of LDH in supernate
of HSC-T6 (x £5,n=4)

M5l R HL 1 % LDH/ (U'mL ™)
payist 20 533.70+ 83.93
L ALE SNz, 5 525.30+ 63.56

10 583.59+101.77
20 640.21+ 80.29
FOKAL 20 797.17+ 71.27°

ExIA L "P<0.01

P <0.01 vs control group
%2 FNRMEFAHMBEX HSC-To EERIHIFIER
(xts,n=5)
Table 2 Inhibition of SCM on cell proliferation
of HSC-T6 (x £5,n=5)

4 RN /% A1H HE /%
Xof R 20 0.60+0.03 —
LALE Siings 5 0.5940.02 2.65

10 0.55+0.03" 8.49
20 0.5240.02" 14.27
RRAA 5 20 0.48+0.02" 20.40

EXHE4 R "P<0.05 TP<0.01, FE[F

"P<0.05 P<0.01 vs control group, same as below

x3 FTNRMEAHMER HSC-T6 1 Col-1. TGF-p1 F1 TIMP-1 mRNA FKZHEI (x+s,n=3)
Table 3 Effects of SCM on mRNA expression of Col-1, TGF-p1, and TIMP-1 in HSC-T6 (} ts,n=3)

Mol DL /% Col-I TGF-B1 TIMP-1
payist 20 0.565+0.057 0.533+0.059 1.285+0.150
BPURT Y 5 0.427+0.098 0.455+0.028 1.250+0.277
10 0.355+0.112" 0.407£0.023" 0.935+0.095°
20 0.262+0.081" 0.330+£0.031" 0.660+0.115™
BRAKAB 20 0.253+0.030" 0.251+0.026" 0.649+0.073"
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PRI, RIS N3] 50% 4547, H VI & EL i) 2
BT R R RT LT 4L . PR AL I ECM (32 %
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B Tk M AT A . I, 1T IR A e AT
A AN BT B ) Y D AR I 40 B4 8] S5 PR

JH 1 2 A0 2 PR T P40 5 40 R L 5 DR P
M0 RAE. AT R ST R VY FEIX L

) LT 4 REAN Mo R AL R AE . (i E ECM 0T A
IV S AR A s (R T 0 B T ST
TGF-B 2 —HHAZ RN EAZIK, | 21T
THWIEFEHR AN, o %eh 55
ARG 2R TS TGF-B, (R & fw mr . i i
A S TGF-pl. TGF-p1 ik HSC i 1 752 44
WoE Ras/Jpk, ER T-#s K1 SP-1. NF-1, MR
FOAT B IR ol JE DR A s, 400 Jot <5 i A 1 I
(MMP) &, {2k TIMPs &k 8m®, Ko
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Fig.1 Effects of SCM on mRNA expression of Col-I, TGF-p1, and TIMP-1 in HSC-T6
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