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Abstract

AIM: To investigate the effect of interleukin-10
(IL-10) on the expression of connective tissue
growth factor (CTGF) in hepatic stellate cells
(HSC) and its possible antifibrogenic mechanism.

METHODS: Hepatic stellate cells (rHSC-99) cul-
tured in vitro was exposed to various concentra-
tions of IL-10 and/or TGF-B, for 48 h and then
expression level of CTGF mRNA was measured
by semi-quantitative reverse-transcription poly-
merase chain reaction (RT-PCR).

RESULTS: The expression level of CTGF
mRNA, compared with control group, mark-
edly increased when HSC was only exposed to
TGF-B, (P < 0.05); when HSC was only exposed
to various concentrations of IL-10, target gene
expression showed no significance; the expres-
sion level of CTGF mRNA markedly decreased
when HSC was exposed to TGF-B, in combina-

tion with different concentrations of IL-10 (P <
0.05).

CONCLUSION: IL-10 remarkably inhibits TGF-
B1-induced CTGF mRNA expression, which is
thought to be one possible antifibrogenic mecha-
nism.
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BHEY: FRFIL-102F X RAT 2K @ fie(hepatic
stellate cells, HSC)& ik CTGF %) % v & H 3t 4
A A ST REAUH].

Fik: WM K BAT 2R @A ZrHSC-99,
5 H AR F R EIL-10. TGF-B,FFfe il
2R 48 hig, KA ¥ 2% RT-PCREAMN]
AL 2K 4m e P CTGF mRNA & A& K -F.

#£8: TGF-B, &2 FFAHSC, CTGF mRNA%&
iR KF 5 xR A R 2R3 9 B3 5% (P<0.05); R
Bl EIL-102 8 FFHSC, & B 69 X K
RiE G RARE ARG FEL AR
KIEIL-105TGFB, & B F#HSC, CTGF
mRNAF A K -F 5 TGF-B, 48 b 4234 9 2 1%
(P<0.05).

2 IL-10T 2 EWH B TGF-B,3 F4
CTGF mRNA#F &, X 7T 48,2 4 f et ed
A Z—.

KA B R-10;, BAEREF, FEREME;
SEHHALERET

RN, &35, tER, B, 8%, IL-10WTGF-p,FFIK
SAF2RBIRCTCFRIANZIN. BRENBELRE 2008;
16(19): 21564-2157
http://www.wjgnet.com/1009-3079/16/2154.asp

www.wjgnet.com



BIRA, . IL-10NTGF-B, 1 ESVARBIT2RMDIBCTGFRIABII 2155
0515 bp WA B ;,; .
‘ %A CCl#
JFELIR 40 i (hepatic stellate cells, HSC)/ZHT£T4E 500 2 YA IL-
100 104 B Sk &

A 4 B 402 T (extracellular matrix, ECM)it
2 A AURR IR 32 2240 UK U5, HS CHAHI
HEGEAE I LT YA R R A OE . et A
X ¥-B,(transforming growth factor B,, TGF-B,)
e R AT I BT YA 1 A0 M IR Y, AR AT AL
I RIA 2 2, RIEHSCIiETEAL, A oK E
ECM, {EAF4EAbdt b A S R M. 45 4 24121
2K [ F(connective tissue growth factor, CTGF)
e A AOFT R — P i L B 1-, T 4R AL I
JIFALZAA 5 M TP CTGF I B v, SRR S
LT YA B FE KT B PAT AR KR &, CTGF
W REATGF B M A5, W LI S TGFB
FR AL 40 B A0 RN, T AN SE M T G F B 4 5 410
RN BT 20 0 389 5 80N, 2 B AT 22 b AR BT R
AN 7, LR o 2 —P A
-10(interleukin-10, 1L-10)/&—Fq & REFIHIA ¥,
I R AN B 1) 52 56 € B, TL-10 0] 98066 T 2 0,
LT HEAG R A e, AT 82 e A pU 2T 44k
254y, A ILAE LS AR W . FRATHIL-102%
TGF B, T PN T TR A1 555 77 B K Bl HE AR 4
Jfl Fy-HSC99, KH & SRT-PCRER M %41
CTGF mRNAKIE, Bt PHIFIL- 105U £F AL
FRAE L.

1 RT3

1.1 A4 y-HSCOH il R, by A (1 K RUFF AL
RAMME, FH BT 2= B e = e N\ B B= e SR AR
S S A A % I, TGFB, 41K RUIL-10
Ji FIPeprotech/A wl; iU 4 s 71 S A TaqliE I H
KIEFELEY A F; 51Y HInvitrogen A 5 ;&
RNA$ZHAF)(TRIzol) I [ InvitroginA 7] ; DEPC
B 1 Sigma /s 7); DNA markerld [TMBI
23 v); DMEME: I 5606 H Gibeo A w].

12 ik

1.2.1 Zafe3% 7~ K5y-HSCOOA f & I3 5 et 125
em™ IR, AR5 mL& 100 mL/LJG 21
HEIMDMEMEFRIK, B37°C. 50 mL/LIEIRCO,
B b, A0 R K, AF1-2 dRA2.5 g/l
B B AR AR

1.2.2 S840 A: X AU BEIR Hh 22 ik, B:
TGFB, 8 ug/L4; C: IL-10 10 ug/LZ4; D: IL-10
20 pg/L4; E: 1L-10 40 pg/L4; F: TGFB, 8
ng/LHIL-10 10 pg/L4l; G: TGFB, 8 pg/L+IL-10
20 ng/LZ; H: TGFB, 8 pg/L+IL-10 40 ng/L4.

www. wjgnet.com

MABCDEFGH ABCD EFGH
CTGF(383 bp) GAPDH(452 bp)

B 1 HSC CTGF/GAPDH mRNA RT-PCRF=H)EERE.

1.2.3 RT-PCR=#4MCTGF mRNA®# & iA: [
TRIzoNAFIFR AN L RN A; FH 4 ee vk
MERNASG B LA, Ay @ Ay tUIH I EAE
1.8-2.02 /). R W LILERT-PCREIAR, K
GAPDHA WS . 51¥)F%: CTGF 5'-CTAA
GACCTGTGGAATGGGC-3'(_Eii#), 5-CTCA
AAGATGTCATTGTCCCC-3'( Fiif); GAPDH
5"TGGGACGATATGGAGAAGAT-3'(_Li),
5-ATTGCCGATAGTGATGACCT-3'( Niif). T
RNA PCR Kit(AMV)Ver. 310387 & idE47 1 4 5%
RO BE N, cDNASG A TFAE T 30°C 10
min, 42°C 30 min, 99°C 5 min, 5°C 5 mini#E47 17K
¥R, CTGF PCRYMG4:4F: 94°C 2 miniffAT1IX
PHER, 94°C 30 s, 55°C 30's. 72°C 50 siFF4T32K
PEFR. BXRT-PCR™ M7 12 g/ LIERERE BRI b Hik
(100 V, 30 min), JHGDSEEK: 515 2 S84 45 Ha vk
g5, &l VRN LG o i R e =

S A A Limean = SDE R, £ 4
2 REEAAEREEZER P K HOne-way
ANOVAZ T, E—30 % S50 240 5 ) B4 I LR
K BN 1 2 ZE VL SD-eAa . P<0.05H & 22
AR EE S

2 FR

2.1 B A RPCRY 3L R LIS RNA N5
B, BEATRT-PCR I, 338 =) 28 b i vk v] A
5357383 bp(CTGF) /2452 bp(GAPDH)AL [
WA 38 2% (D).

22 RESMHER A-HACTGF/GAPDH A
1.0240.12, 1.3840.07, 1.05+0.09, 1.01£0.10,
1.0140.11, 0.8240.03, 0.7240.04, 0.62+0.06.
TGFBAIHSCHAfiC TGF mRNA KA W] & 7,
L A AL(ALD) B, 20 G X
(P<0.05); TL-108- K JE41(C-E4) 5% X R4
PAR, BEPR R A ZE 0 JC i B ge ik 24 = 3 R
ATGFB, LA FIIL-10(F-H4L) 5 TGFB, 41
(B41)EL#¢, CTGF mRNA LYW B R, 251
A G5 X(P<0.05), JF B E MY, B
WIIL-10X% TGF B, 3 M CTGF&IE A W] 2140
HI7EHI(1512).
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B 2 IL-10XCTGFRIXMMEIER. 1: TGFRL; 2: TGFRL1+
IL—10 10 pg/L; 3: TGER1+ IL—10 20 pg/L; 4: TGFR1+ IL—10
40 ng/L;
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T AT 44k S T 412N EC ML 38 2R Ry R, F%
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NZRABVEF 99 o 2T ot 4b B S 50 7 I 2T 44k
RAERBEREPHYESCTGFRIAG K, FEE
HSC-CTGF mRNA[()#ik i, Crean et al”'[H]
PLCTGFH T AGUA R W TGFB, 51 L L £F
HELL LN, Mori et al'" e /)N BRI 4T e A 77
o, TGFPB, o] 5 Rl I EF 4 41 2309 2, 25 Rl i
SICTGFW AT 5 RF A e P 4T el 239 k. 1t
— RN, CTGF)A 8 F A7 /ETGE-B RV,
JCAE, PERIX T e TGF-pik#80E EiCTGFAE
KR IE M2 730l CTGFA A2 TGF-B Niff
G5 BN T, F i/t S TGF-BIRLF 4 bk
AN W T G-, G J0 A0 40 i 434 i
BN DR, 1R 2R B B AR YRR O R
FEEA R, CTGFMAILNT g 4 By 16 T 4T 4E1b 4
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KAREY), HEATPUETYARN, v R iR
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JE, A MU A6, BATE TTGEB,
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KH g ERT-PCRIERINICTGF mRNAJ#K X,
SR GORHSCATGFR 2 ik, Rk
CTGF mRNAW B 2, X 5 DIE w54l R —
0 TL- 108080 T-9, TL- 1089 41 5 45 (0 I 20
FLAL, 22l Jege vt 2 5 30, Ui B IL-10%HSC
CTGF mRNAFKIA T BAEH; IL-105TGFB, 3
[f]F1, 5TGFB,41tk#, CTGF mRNAZK L
g, HLAIL-10 40 pg/L+TGFB, 8 ng/L414l
A B B i, 22 A Gevh 2E i X, BERATL-10%F
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