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IL-4Ra~ TGF-BF1— Y12 Jit 85 1 (COLAYRF M 5|

7] 25 44 FPCRJG (1), 1.2%35 g B 8 i vk Wi 25¢
LR IR TG 3L, Band Scan 5.0 A4 73 #1 H L K 4%
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Table 1 Primers used for the RT-PCR analysis

B SEA G727 14K S5 (bp) B KIRLBE(CC)
Gene name Primer sequences Amplification length (bp) Annealing temperature (°C)
IL-13Ral 5’-gtc cct ggt gtt ctt cct gat ac-3” (sense) 360 59.0
5’-cag cac tac aga gtc ggt ttc c-3” (antisense)
IL-4Ra 5’-gac ctg gag caa ccc gta tc-3” (sense) 335 55.9
5’-cat agc aca aca ggc aga cg-3’ (antisense)
TGF-B 5’-cat ccta gac cct ttc tee tee-3” (sense) 437 59.2
5’-get tee get tea cea get-3” (antisense)
COLA1 5’-ttc ctg cge ctg atg tce-3” (sense) 414 56.8
5’-gtt tgg gtt get tgt ctg ttt-3° (antisense)
B-actin 5’-cte cat cct gge cte get gt-3° (sense) 268 The same as target gene
5’-gct gtc acc ttc acc gtt cc-3” (antisense)
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A IL-13R[A] 71 55 (0~100 ng/mL)fIFLX-241 124 h)5DE(570 nm); B: AR SZIL- 130G D0 N LX-240 g 15 1 550~48 Wt . [ DAE (570 nm); C:
FATFIFIEIL-13(10 ng/mL) FJELX-241180~48 h/5 DE (570 nm),
A: D values (570 nm) were read after exposure to IL-13 in different concentrations (0~100 ng/mL in our experiment) after 24 h on LX-2 cells; B: D val-
ues (570 nm) were read in different hours with PBS on LX-2 cells; C: D values (570 nm) were read after exposure to IL-13 in different hours with the
same concentration (10 ng/mL) on LX-2 cells.
Bl IL-13{e At 2 R AR E5E
Fig.1 IL-13 Promotes Proliferation of hepatic stellate cell

Az TL-13 A [A] F4(0~100 ng/mL)FIMLX-241 fg24 hJSIL-13Ral mRNAK LK ; B: IL-135H4H1L-13Ral S B-actinti Ik 45 G B FE L& C: M
[F] 77 TL-13(10 ng/mL) B LX-241[{10~48 h)5IL-13Re] mRNA %7K, D: IL-1315 W] 411L-13Ral 55 B-actin B Jk 45 7 6 25 5 EL %

A: expression of IL-13Ral mRNA after stimulated by IL-13 in different concentrations (0~100 ng/mL in our experiment) after 24 h on LX-2 cells; B:
luminous intensity ratios of IL-13/IL-13Ral to p-actin. Agarose gel electrophoresis bands were analyzed by BandScan 5.0 software; C: expression of
IL-13Ral mRNA after stimulated by IL-13 in different hours with the same concentration (10 ng/mL) on LX-2 cells; D: luminous intensity ratios of IL-
13/IL-13Ral to B-actin. Agarose gel electrophoresis bands were analyzed by BandScan 5.0 software.

E2 IL-133f AT 2RMARIL-13Ra] mRNAFRIE B2
Fig.2 Effect of IL-13 on IL-13Ral mRNA expression in hepatic stellate cell
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A: TL-13R [ 7 5 (0~100 ng/mL)fIlLX-241 124 hJiFIL-4Re mRNAZK % /K5 B: TL-13 5 4IL-4Ra 55 B-actin Ik 45417 6 25 E LU C: A )51
H1L-13(10 ng/mL)JLX-240 f10~48 hJi5 IL-4Rae mRNA % /KF; D: IL-13 1 [A] 2HIL-4Ra 55 B-actin HEL K 455 6 %5 FE LE &R o

A: expression of /L-4Roe mRNA after stimulated by IL-13 in different concentrations (0~100 ng/mL in our experiment) after 24 h on LX-2 cells; B: lu-
minous intensity ratios of IL-13/IL-4Ra to B-actin; C: expression of /L-4Ra mRNA after stimulated by IL-13 in different hours with the same concentra-
tion (10 ng/mL) on LX-2 cells; D: luminous intensity ratios of IL-13/IL-4Ra to B-actin; agarose gel electrophoresis bands were analyzed by BandScan 5.0
software.

B3 IL-133FAF 2ARARIL-4Ro mRNARIZBISNG
Fig.3 Effect of IL-13 on /L-4Ra mRNA expression in hepatic stellate cell

Az IL-13AN [ 51 H2:(0~100 ng/mL)HIELX-241 924 hj5 TGF-f mRNAEIE /K B: IL-137 541 TGF-B 1 B-actin HL ik 4 e 25 Ji L3R C: A )51
IL-13(10 ng/mL)fIILX-241 J20~48 h)i5 TGF- mRNAZKIL /K5 D: IL-13HF [ 41 TGF-B 5 B-actin LIk £ 41y 2% JE LU

A: expression of TGF-f mRNA after stimulated by IL-13 in different concentrations (0~100 ng/mL in our experiment) after 24 h on LX-2 cells; B: lu-
minous intensity ratios of IL-13/TGF-f to B-actin; C: expression of 7GF- mRNA after stimulated by IL-13 in different hours with the same concentra-
tion (10 ng/mL) on LX-2 cells; D: luminous intensity ratios of IL-13/TGF-p to B-actin; agarose gel electrophoresis bands were analyzed by BandScan 5.0
software.

B4 IL-1333 AT 2RMATGF-p mRNARIEHIF I
Fig.4 Effect of IL-13 on TGF-f mRNA expression in hepatic stellate cell

B 5 NS 5L R G B ERE AR I JEE 1O 5 B BB RN R ZH A B, 1 SR B S B 0 S
W, SR R/NEA B EM DG BS5C. ESDRTR IRIG I L, WA AE24 hysi o
IL-13 0 [RJ 4 S TR R i s (1 4y oo R L S NS 58 252 HRMABREILERERES Z TN i
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A: TL- 13 [A]F1H5(0~100 ng/mL)JJ L X-241 124 hJS T k2 5 4 (1(COLAT) mRNAZ ik /K F; B TL-1351 4 4118 i J 25 15 (COLA )5 B-actin
VKA B L Co AR )RR IL-13(10 ng/mL)AELX-241 fi10~48 hJiF 1R 12 I 2 11(COLAT) mRNAZR A 7K 5 D: IL-13 0[] 41U R i 2 1
(COLAT) Y B-actin HH Jk 45415 6 %5 JEE LU 3.

A: expression of Collagen Type One (COLAI) mRNA after stimulated by IL-13 in different concentrations (0~100 ng/mL in our experiment) after 24 h
on LX-2 cells; B: luminous intensity ratios of IL-13/Collagen Type One (COLAI) to B-actin; C: expression Collagen Type One (COLAI) mRNA after
stimulated by IL-13 in different hours with the same concentration (10 ng/mL) on LX-2 cells; D: luminous intensity ratios of IL-13/ Collagen Type One
(COLAI) to B-actin; Agarose gel electrophoresis bands were analyzed by BandScan 5.0 software.

E5 IL-13%fRF 2RMACOLATFRIE TN
Fig.5 Effect of IL-13 on Collagen type one (COLAI) mRNA expression in hepatic stellate cell

Elo REREZRFREZEATESHEN
Fig.6 Analysis of Collagen content by hydroxyproline assay
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IL-13 Promotes Hepatic Stellate Cell Proliferation and Collagen Synthesizing

Chen Houwen', Wu Chao?, Li Xianglong?, Guo Mengzhou?, Xiong Zhiyong?,
Fan Jie?, Zhu Mengbo®, Shi Xiaoyu**
('The Institute of Translational Medicine, Nanchang University, Nanchang 330031, China; *The First Clinical Medical School of Nan-
chang University, Nanchang 330004, China; *The Second Clinical Medical School of Nanchang University, Nanchang 330004, China;
*The Basic Medical School of Nanchang University, Nanchang 330006, China)

Abstract Hepatic stellate cell is the primary source of extra ECM deposition in liver wound healing re-
sponses. Here we detected proliferation of LX-2 after exposure to IL-13 in different conditions (0~100 ng/mLx24 h
or 0~48 hx10 ng/mL). Then we analyzed mRNA expression of IL-13Ral, IL-4Ra, TGF-B and collagen type I by
RT-PCR. Collagen contents in cell supernatant were also determined by hydroxyproline-assaying. In this study we
report that IL-13 could promotes hepatic stellate cell proliferation with no vitiation of IL-13Ra.1 and IL-4Ra gene
expression. However, in experimental conditions, IL-13 were shown to unregulated TGF-p and COLA1 expression
as well as collagen synthesizing which in a dose- and time-dependent manner.

Key words IL-13; hepatic stellate cell; LX-2; collagen
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