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Abstract: Objective

fibroblasts to myofibroblasts and the effects of lentinan on the transdifferentiation. Methods

fibroblasts were cultured in witro,

proliferation activity of the human embryonic lung fibroblasts was evaluated by the Cell Counting Kit-8 ( CCK-8).
expression of a-smooth muscle actin (a-SMA) protein was measured by immunocytochemistry.
type I collagen (Col I ) and a-SMA mRNA were detected by RT-PCR. Results

(FN),

control group, the absorbance value of cell proliferation, a-SMA protein levels,

were significantly up-regulated after different concentrations of IL-18 (0. 1,

(P<0.01).

and a-SMA mRNA expression induced by IL-1B in a dose-independent manner (P <0.01). Conclusions

To study the effects of interleukin-18 (IL-1B) on transdifferentiation of human embryonic lung

The human embryonic lung

and fibroblasts were treated with different concentrations of 1L-1B and lentinan. The

The
The levels of fibronectin
Compared with the untreated
FN, Col | and a-SMA mRNA expression

1, 10 ng/mL) treatment for 48 hrs

Lentinan treatment inhibited up-regulation of the cell proliferation activity, a-SMA protein levels, FN, Col [

Lentinan can

suppress human embryonic lung fibroblast proliferation, fibroblast-myofibroblast transdifferentiation and extra cellular matrix

synthesis induced by IL-1p3.
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EH. PCR 5|35 W3R 1,
1 #EE5F=E #1 PCR3|#F5
40 EEe]l K/ (bp)
1.1 #g FN Fi##514  TAGCCCTGTCCAGGAGTTCA 346
o T CTGCAAGCCTTCAATAGTCA
S 5 4 .
- }\HI%EB MRC 5 ApR (5 4 £ ATCC) s LNT ColT  Eif5I%  GTCTTCCTGGCCCCTCTGETG 391
9T (BRI 2500 A BR A m AR 7, A i FWEY  TCCCCCTGTTCGCCTGTCTCA
H10950078) ; FZ1 A IL-1B( 35 [H R&D /A7) ; Trizol ~ «-SAM L5149 GCGTGGCTATTCCTTCGTTAC 331
N o . _ " % CATAGTGGTGCCCCCTGATAG
o4 H e 5 N -
A RNA FRIA (\% :nmmgen A ?) s CCK 8‘ ﬁt B-actin I3 CCTTCCTGGGCATGGAGTCCT 204
A& (AR A2 BT ) 5 cDNA B —4% 5 i FWEY  CGAGCAATGATCTTGATCTT
A& (A KRR A BRA A 5 o-SMA B 7 [
ik A Ak —pria i & (OO L EAE Y TR 1.2.3  RFE#JE LNT Fa4k 32 3+ MRC-5 28 64 % vh

BRRAT) ;B 4F M35 A1 DMEM 15373 ( 3¢ [H Gibeo
5 w]) s PCR 519 i B A T AE ) H R B2 W
G

1.2 ZWAHE

1.2.1 #mp3zs  MRC-5 435 10% 4
A-1MLE Y DMEM 5555 (100 U/ml 3 B55 R ) 1,
BT 37°C 5% CO, W56, 55 5% 2 80% Rl & i, 4
TCIME R IR 5L MDA AL F A i 24 h BT ~ 15 A4
L T 52 5 o

1.2.2 RERE IL-1B 2F MRC-5 &0 it %

(1) 5B 43 2 - SE5G 43 R % BRAL (R T 0iddl) A0 IL-18
20, 1L-18 4RI A IL-18 W AR5 A 3 AT
0 5IMAMEE 4 0.1 ng/mL. 1 ng/mlL 10 ng/mL
IL-13 YEF] 48 h, (2) CCK-8 Al A [A] vk FE 1L-18
X} MRC-5 4 Jifd 3% 58 (4 52 1) - B 2152 6 A5 fL, AL
JA 10 pL CCK-8 #i i it%5il 7], F 37°C 5% CO,
WEFE RS 1 b, BEFR G 2450 nm K H KOG
(OD450){H . (3) SABC A A [\ e B IL-18 %)
MRC-5 4] o-SMA 25 3K 15200 - 4 2H 20 i ok
HRIC F 5 ,4% 2 5 R [ 78, — T a-SMA 1: 200
i e, 4R & U B A MR N A B ey B
PEANAEL . 1] image-pro plus [&11873 r c£4 0 & B
PEANM Y7 X505 B (MOD) |, IR B 3Rk K
Vo (4)RT-PCR | & A [A] 9k B TL-1B % MRC-5 4
s FN . Col T F1 «-SAM mRNA ik : L Trizol 45 HX
LA M RNA, 36 5 1 ¢DNA J5 47 PCR 4731,
PCR [ N R FR G 25 pL, 33 25148y 94°C iz 4
3 min,94°C 2 30 s, 1d 24 7R B & 30 s( H FN
57°C,Col 163°C ,a-SAM 60°C ) ,72°C ZEfHi 30 s, #47
30 MBS, feJ5 I 72°C 5 min, B-actin [ H 15
A58, P28 1. 5% B ise e v vk , Ji sm-
artview HERE BT AR R G b DL E 1R
H5WNSHBOCE A AL mRNA (A XS Kb,

(1) SZHG 4320 % MRC-5 40l 43 S % BR2H (%
) JL-18 ZH (A 10 ng/ml TL-18 #EF] 48 h) |
LNT 41 (LNT Hi4b2E 1 h J5hnA +10 ng/mL IL-18
YEFT 48 h) ,LNT 4 AR5 LNT ¥ F2 AR 43 3 A4S0
4, IMAMEE K 4 wg/mL.0.4 pg/mL.0.04 pg/mL
() LNT; SR CCK-8 32 6 I 4 A 34 5 145 4 , fe 98 4
A2 Y ARG o-SMA 3635, RT-PCR A&l FN | Col
I 1 «-SAM mRNA ik,

1.3 SitZEaHh

K1 SPSS13. 0 et #4450, Bt LAY E + 5
M2 (x =) TR, ZH HBCR B HZE 5 2007
(ANOVA) , J7 22555 With FL R ] LSD K556, J7 25
A5%H H Tamhane's T2 #5565, P <0.05 HZERES

PES-S&
2 FR

2.1 IL-1B %t MRC-5 2 ff1i8 78 % 1 9 24 0l

ABESE R I, B TL-1B MR RS i, MCR-S 4
Jifl OD450 2 ¥ 4 = (F = 51. 498, P <0.01) , &R
MCR-5 4 i3 s 5 TL-18 52 W 85 A e Jo A o
IL-1@ %} MRC-5 285 A fE#E (£ 2) .

£2 ANEKE IL-1p 3440 pa i 5E p 820

(x+5)

1 n 0D450
XFREZH 6 0.961 +0.021
IL-18 41

0.1 ng/mL 6 1.042 £0.014*
1 ng/mL 6 1.110 £0. 006"
10 ng/mL 6 1.185 £0.007%"°
F A4 51.498
PIg <0.01

a: G MALHAEL, P <0.015 b: 55 0.1 ng/mL IL-1B 4] HL 4K,
P<0.01; c: 51 ng/mL IL-1B 41 Hu#, P <0.01
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2.2 IL-1g 3t MRC-5 Z8 ffi FN, Col I , a-SAM a-SAM G fb# Y o 45 5 RT-PCR 25 5L A

mRNA F1 o-SAM F 580

RT-PCR Z5 5L /R, 1EH fifi FB A /K P FN
Col T % a-SAM mRNA ik, A A [ B TL-18
48 h 5, FN .Col T % o-SAM mRNA%E %} BA 20 7K ST+
5, Hod 10 ng/mL TL-1B8 4 a-SAM Jz Col | mRNA
Col T KR T 0.1 ng/mL IL-18 41 (P <0.01)
(%£3),

AL, AT AL FB A o-SAM 8218 05, 5 22
Wi AR IL-18 RIS , «-SAM 3 1 Kk
B R W T, HLEE IL-18 W BERT I, S &
RIZHTHE 2 10 ng/mL IL-18 21 o-SAM H 3

BWE T 0.1 ng/mL IL-18 4 (P <0.01) (& 1,
%3).

HE 4

N

%3 IL-1B 3f MRC-5 40l FN.Col I % o-SAM RiEBIFHM (v +s)
a-SAM
20 5 n FN mRNA Col I mRNA
F=| mRNA
X REZH 6 0.250 +0.004 0.625 +0.032 0.643 £0.033 0.468 +0.034
IL-1B 4
0.1 ng/mL 6 0.271 £0.002* 0.833 +0.032* 0.890 +0.077 0.687 +0.057
1 ng/mL 6 0.280 +0.003" 0.959 +0.052* 0.946 +0.092* 0.900 +0.094°
10 ng/mL 6 0.287 £0.002"" 1.070 £0. 041" 1.113 £0.058* 1.007 £0.077"
F i 37.711 22.503 8.023 11.811
P 1A <0.01 <0.01 <0.01 <0.01

a: SXHHRLILES P <0.01; b: 5 0.1 ng/mL IL-1p 4 b4, P <0.01

B 1 IL-1g X MRC-5 4fAfl o-SAM T B RiERI SN (SABC, x400)
BEIL-18 2 rp Bl IL-18 MR EEE N, Yo (R i in g, BH PRIt B i 36 2, B o-SAM 25 [ ek it B i n . 7 3k B 46 M 3%
PR BT TE S B SS 2R

2.3 AERE LNT 3t MRC-5 4t s i 4 5 82 0m

AW &P, LNT 41 MRC-5 4f Jifs OD450 {i B
BALTF IL-18 4, 5XHRAL iz R gt 4 S AN
A B LNT 202 i) 22 St Je4e i 27 5 L (F =15.600,
P<0.01)(%4),
2.4 FERE LNT %t MRC-5 Z44f1 FN.Col I . a-
SAM mRNA #1 o-SAM ZE A H&0

RT-PCR 254 7, AS[A] v B2 LNT 3 4b 2 448 Jif
J5 ,FN . Col I 5 a-SAM mRNA ZZik#5 1L-18 ZH0H i
FEAIG(P <0.01) 1 ELB# LNT ¥ BEHE N, FN  Col T/
o-SAM mRNA KRG FRE(ILE 2 .38 5) .

a-SAM g b FYe o g 7, LNT 5140 B n] 1) 1
IL-1B IR o-SAM Y255, H5 LNT 59k FE 4K

X HEZH a-SAM 2R A T 463k s ARk

PERID (UL 332 5) .

%4 LNT Fi4E MRC-5 0B 5E B 2500

(x%5)

25 n 0D450
Xt HRZH 0.996 +0.019
TL-18 4 1.180 £0.011°
LNT 41
4 pg/mL 6 1.030 £0.021"
0.4 pg/mL 6 1.045 £0.024"
0.04 pg/mL 6 1.054 £0.023"
F {4 15. 600
P1{H <0.01

a: SAIRLLECEL, P <0.015 b: 55 IL-1B 4{ L4, P <0.01
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Sy Sy i
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E 2 RT-PCR #ill] LNT 423t MRC-5 ZHEf FN.Col I % a-SAM mRNA RiAM 0N A.FN
mRNA 2:i5; B: Col I mRNA #ik; C:o-SAM mRNA #ik, IL-18 41 FN Col T & «-SAM mRNA Z&ik#%t HRZH W i3
B0 A Rl BE LNT 2 i i) TL-18 35519 FN ., Col I [z «-SAM mRNA k3 R,
&S5 LNT fabiEXT MRC-5 20 FN.Col I B o-SAM RiZWRM (v =s)
23] o-SAM FN mRNA Col I mRNA
z n EEI RNA m 0 m
Xof B2 6 0.255 +0. 002 0.513 0. 068 0.606 +0.016 0.270 +0. 023
IL-18 41 6 0.286 +0.002* 1.106 £0.041° 1.674 +0. 046" 0.929 +0. 056"
LNT 41
0.04 pg/mL 6 0.278 £0.002"" 0.817 £0.065"" 1.054 +0.046%" 0.536 £0. 036"
0.4 pg/mL 6 0.272 +0.001*" 0.674 +0.096" 0.953 +0.033"" 0.369 +0.033"
4 pg/mL 6 0.260 +0.002"4 0.592 +0.075" 0.704 0. 034" 0.303 £0.008"°
FAE 67.487 10. 694 130. 009 59.643
Pl <0.01 <0.01 <0.01 <0.01

a: XML AL, P <0.01; b 15 TL-18 414, P <0.01; c: 50.04 wg/mL LNT 4 .4, P <0.01; d; 5 0.4 wg/mL LNT 4 4, P <0.01
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Kirmaz 2 % B fOPE 546 14 % A LNT
B SHEVEOR L4 5 15 KOF R, IL-12 Fhi 2
7~ LNT RT3 23 98795 Thl/Th2 -7 $2 &5 144 5o 78 1)
RE . 7R i R SRR ) BF 5 Pl e AR
AMFFE I, LNT W] 046 TL-18 3755 10 248 J 7 184 5
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