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LAPALAHGEID EEAPFAFER & o F ST EF RIS Y GHT 5 pEal § e
£ (in vivo)Z B8 eh(in vitro)z. 7 T B F i 0 ¢ 355 (Y B %Ir'(“” PMIks Breiwme 2 B
Frimre ) ~ p R#CE (natural Killer; NK)fw?e ~ B-2 T-j® pimie % 2 fc- B L @iEs 3+ 4
B oAt 88 2 a7 g% (cytokines) & (Christine et al., 2002; Wasser et al., 2002; Lull et al., 2005; Kim
etal., 2006b) - 7 SkA 2512 -0 B jgcfx (mitogen-activated protein kinases ; MAPKS) & 3£ 7% it %
s it (INK ~ p38 2 ERK)Z - & 7 [ e'm?e ik 4o(TNF-o ~ IL-1 ~ IL-8) & B2 s it £ %
t(innate) # i fis 1+ (adaptive) & A3 & chrt i & AT o FaRee X G2 R LA RHE 2
o A2 A4 - F 0§ (NO)§ A H INOS 2 238 - NO % 'wm*# jjr% € 1] INOS 2 Cox-2 2 %

I (Won and Park, 2005) -

% 3 (Phellinus linteus) 3 — f&% * &4 8% 2 0 & 4+ 2 & F 5>t Hymenochaetaceae
family o & L3 Bdefi W~ P AX BT SRR - B FHBREH 4 LB 5
AR EZESERP T MERERATHT S F LG OB IF 1 FU L R L
K3 & F i (Song et al., 2003; Kim et al., 2004; Kim et al., 2006a; Kim et al., 2006b; Guo et al.,
2007) p iR s AR R P A A2 fald F pER Y LPS % 2 o) B AR b 0w LPS i € e
HWES w2 3= w2 p 3w &= (Kimetal, 2003) 1% LPS §#E s im? #1514z en
FLF %3 RERFE T BERP2L(SEF | ROS2Z & 24 -INOS-Cox-2 e14 2 NF-kB
Bt TR R R O T R PR L G g LR o 2 R E A e ok g P B(Kim et al,

2007)  § M&F PFHARA DR WA AR EEFE 5 EUL W G0k )
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5 PR A LPS-3 HenTHP-1mee £33 1§ 564 A B30 T icps(MAPKS) & 35 (7% 1 2 Bifk
it INK~p38 2 ERK)Z. £ ## & 2 figf W 4ot - § 1 § (NO)2 f2c & ~Cox-2 % s(Cox-1
2 Cox-2)2 NF-kB it cnp PR FE ] - Pt AR5 F I W TETLAT 58k
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iz Hanetal (1999)#74 2 = 2 & {7 o

RIEER TS

w2tk 1 THP-1 » "2 (American Type Culture Collection [ATCC-TIB-202]

Aimie 3y & 2 APM R BRATR FA
RPMI-1640 medium -~ fetal calf serum ( FCS ) - [3- (4,5-dimethylthiazol-2-yl)-2,5 -

diphenyltetrazoliumbromide ] (MTT) % penicillin G-streptomycin-amphotericin B - 75 % p#&



(lipopolysaccharide; LPS) ~ NF-kB ELISA kit 2 Griess reagent % -

5.0
(1) - = # % : Anti-JNK - anti-phospho-JNK (pT183/pY185) - anti-p38 - anti-phospho-p38
(pT180/pY182) ~ anti-ERK ~ anti-phospho-ERK (pT202/pY204) ~ anti-INOS - anti-Cox-1 ~ anti-Cox-2
% anti-p-actin w8 o

(2)= =k #88: Anti-rabbit %2 anti-mouse +48 o

& #THP-1 fw¥z 33 £ % RPMI medium ¢ [pH 7.4, 7 10 % #x2 & i ( Fetal calf serum) %
# 100 units/ml penicillin G ~ 100 pg/ml streptomycin f= 0.25 pg/ml amphotericin B ] 2 5 % CO, ¢

BaAfpN o F3 X {#H-IBEAARRF LI EFE K L S (confluent) » i AR £

(subculture) - F % PF > M n P BB L wmie e BBy we kP EFF & o

2.\m% b AT

% & ETHP-L4w % B~100 pl (L.Ox10°@/ml) » f6.3 963 4 » 33 & 24 P& s » & 5 4241 2(0.1%
DMSO) ~ £ % LPS (1 pg/ml) %2 4 [ LIPS 18 » £ 4 » L83 kR B H g2 > & it
ZF %> ¥ UDMSO GERL1.0%) %2 & &3 -k (182 MQ/em, 20 °C) % #2414,35CO32 % $8:8 4

®% {5 > s Ewell» W4 »PBSi* - 3 = x> WAL EHppd IR LE > L3 Ewell s w4



»100 pul 2 e AMTT%] » 54| Brens Jiuts » 2 ELISA readerip]igsx sk & » 1 (& gt 5 ) im

% 7% % (cell viability; %) e

3- 3 tF (NO)Z & » 472

£741%2.(0.1% DMSO) ~ LPS (1 pg/ml) ¥ % A =)t LPS 5815 » £ 4 » & 487 b kR chE P
e 33 % 24 - PFis o e P b i e 96-well i& - 75 *v 50 pliwell ¥ e 2 AR R NaNO,»
£ ﬂ]* 4v 100 pl/well Griess reagent » &7 Griess ¥ x> * s 5 4 485 ¢ 323 {6 » NEEZ LB 2 171k

(ELISA)z# B~ 540 nm » (82w kB8 » NaNO kR84 4 » ¥ 8 {8 NOJE & -

4.7 > x gL Fx (Western blotting method)

fwre g 7 2 lysis buffer (10 mM Tris—HCI (pH 7.5), 0.1% NP-40, 0.5 % sodium deoxycholate, 0.1
% SDS, 20 mM sodium chloride, 1 mM sodium orthovanadate, 1 mM phenylmethylsulfonyl fluoride,
10 pg/ml leupeptin 2 10 pg/ml aprotinin) & i3 fw #2 JTilik 4= » 7L 54 F 46 2% fm?2 % > 210,000 Xg
S 4C #1045 46 o B-50 pg/mlz 3% FEaSDS-PAGE gel » B 5% % ~4C 4 % » B F T AAH
t5 o @ HErHE L 4 e FIPVDF membrane 2 0.5 % BSA (in 0.1 % PBST):& {7 % v Adr4]
(blocking) > A3 B T#HE L1 P> E 3 r - MR R P 3R R T # & 1) BF o 2 washing buffer
(10 mM Tris-base, pH 7.5, 10 mM NaCl, 0.1 % Tween 20);%;i#PVDF membrane 3=t » & 154 4& o
P ¥ AR R it R JE R 0 4c ~ PVDF membrane =% 8 T & &1/ F¥ > @ {4 12 washing
buffer;23=t » & =154 4& - #PVDF membrane 2 chemiluminescent-based detection system#2 X-ray

film % £ 3R #7ip] T 2 39 Fband -



5.2k 8 A 45
T3 PR K- meantSD 9 3V & ot o 2% SAS § Ttz E K #cH (SAS Institute, Cary, NC)i&

7 % B 5~ 47 (Analysis of Variance, ANOVA) » i 12 Duncan’s Multiple Range Test & ip|3# % F &2

E%

BMEALR»S% o § POOSPFAAL: 338 3 L& -

(E)e*:aim

LAERZER T A RFBF2 53 50 THP-1 wre 3 5 0 47

cg_‘r

FoEPIYESEFEIER p AEB AR A Y 5 pE(PSCPL) g § pE(LPS):A # 4t

THP-1im e 2 % 55 % 5 2 B B £ % § + F 8 95% F# (EESCPL) 2 -k % P F
(WESCPL) & & ° #r Hf5 5 % % pE(PSCPL) ik A 1.0-5.0 pug/ml™ & 4 $LPS-3% 4 ‘w2

7o 0 2 B AR A Rk (Fig. 1) o % H125.0 pg/ml PSCPL#FTHP-1im e 53 oc 4 B Ag ¥

(P<0.05) » F]p A&7 3 14 gt AR 2 PSCPLiE {7 4.5 3 & 4 F 41343 o

2.F %5 F 5 EE(PSCPL)H THP-1 % ch- § 1 § (NO)B i 4 2 B35
Ffs % & ¥ 4 pE(PSCPL) % % pE(LPS)# 4%+ % 8 12 i %% (THP-1) A& 2 - § i § (NO)*7
A2 B wiTHE o 2% %R > PSCPLA.5.0 pg/ml+ & F ¥ #r4|LPS#3% %2 NO# = £ (Fig.

2) > B SILPSH Eorildz 2 B LK o

AL AR F 5 pE(PSCPL)H THP-1 % e MAPK B2 2. 5 48
TG % & F 5 pE(PSCPL) 1 #; % pE(LPS) 2 4 ~ 47§ 2 w92 (THP-1)i & MAPK Bt /=2

FoE o~ dthe % FEMOH b LPS 5 4 THP-1 fmve ¢ i 2% 1 2 Bk 1 JNK-p38 % ERK)
5



JFE3o4 P A A L > @ PSCPL % 5.0 pg/ml 357 2 e LPS #73% 2. 7% it 2 ghfs it ONK %2 p38)
ch# R o fe K% LPS 3% #1540 » 5.0 pg/ml PSCPL A2 2 i i+ % pifk f“ (hERK 3¢ H 4 > ¥

axzm@ s (Fig. 3) -

4.F 53 %% F % pE(PSCPL)% THP-1 tm# 2. iNOS » Cox-1 2 Cox-2 2 4 R 45

-

=] &F
hE

-

> % & & 5 pE(PSCPL) M % % pE(LPS)2 44 4 %7 ¥ 2 % (THP-1)i3 & iNOS~Cox-(1 % -2)
2 B Y o % F W H LIPS 3 4 THP-1 iwoe ¢ % & iNOS~ Cox-1 # Cox-2
¥2% PAE4 o @ PSCPL 5.0 pg/ml #57 r2 44| LPS #73% #2 INOS 2 Cox-2 e 7. » & F 4

LPS 3 # 14 4c » 5.0 pg/ml PSCPL g2 2 Cox-1 2z % > ¥ 2% #41 B %% (Fig. 4) -

5.EfE %R F 5 PE(PSCPL)$H THP-1 in#e 2. NF-kB & f s s B 4

F i3 % % F 5 pE(PSCPL) M #y % pE(LPS):% S %+ 4 47 ¥ 7 fw e (THP-1) € & & ' #% 72 NF-xB

ik
-
3
RS
=i

B e IR P e R R H B LPS o $4 THP-1 i % § i3 & NF-kB & i+ et

GIf BEH # 0 @ PSCPL % 5.0 pg/ml 12 f Bz 4] LPS 73 % 2. NF-kB % it et &) (Fig. 5) »

2L ) a2 2
(z)itd=r%p
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Fig. 1. Effect of PSCPL on LPS-induced cell viability. THP-1 cells were treated with control (0.1%

DMSO0), 1, 3, 5 and 10 pg/ml of PSCPL in the presence of LPS for 24 h. Cell viability was analyzed by

MTT assay. Each data represents the mean£SD of three independent experiments. The bar having the

same letter was not significantly different at P < 0.05 as analyzed by Duncan’s multiple range tests.
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Fig. 2. Effect of PSCPL on NO production in LPS-induced THP-1 cells. NO was analyzed by the Griess
reagent. Each data represents the mean£SD of three independent experiments. The bar having the same

letter was not significantly different at P < 0.05 as analyzed by Duncan’s multiple range tests.
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Fig. 3. Effects of PSCPL on activation and phosphorylation of MAPKs (JNK, p38, and ERK) in

LPS-induced THP-1 cells. B-Actin was used a positive control.
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Fig. 4. Effects of PSCPL on iNOS, Cox-1, and Cox-2 expression in LPS-induced THP-1 cells. B-Actin

was used a positive control.
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Fig. 5. Effects of PSCPL on nucleus NF-«xB activation in LPS-induced THP-1 cells. Each data represents
the mean+SD of three independent experiments. The bar having the same letter was not significantly

different at P < 0.05 as analyzed by Duncan’s multiple range tests.
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