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2R B A (NP e B ] PGE, A iehae 4 oo ok ET’% - IS,
o fhe fig 5 P-4~ ¥ B ¥ "8 X NF-«xB luciferase activities % |4~ i
oximre PGEy ek sy # o@m JI* #y 5 pE (lipopolysaccharide, LPS 15
n@@)ﬂBMﬁ&IJ@%ﬁ%«@#ﬁb’ﬁﬁﬁﬂﬁﬁﬂﬂia
% B (A sinensis) ~ 3 < i (A, paniculata) IR R e
FHEBELAF B2 B4 5T @ g4 1.5 mgkg WA E2 7
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TNF-o ~ it £ 4% it 4= & MIP-2 (macrophage inflammatory protein-2) fr
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¢ ¢ IFN-y, IL-6, IL-10 & 7 & > i ¢ 4k 3.125 mg/kg & #| & Eﬁ?‘“
7o fpo ﬁp—]__,_ﬁ’»#?va&ﬁ%—i% dvo| Bl peyer’s patch IgA 7
'% ° d "ﬁh7 'ﬁ%} -—at&F"‘[‘ ’ ’é&ﬂ; ~ x; :Lﬁjé_b ]ﬁ/;:b ﬁjafﬁ»,‘#’% y ¥ v’rvﬁrFIJ

LPSx& & M2 /] &ld /7?“‘ d NF-kB #7551 4 = 20 848 I w2 ek

4o TNF-o ~ IL-12p40 ~ IL-6 ~ MIP-2 4= NO % 7 & > @ & It & % L /]
B2 3B% BT AT E 2 éiﬁ:‘fr’r} ‘u:::i—,'—;i\'ﬁ B A > B
F{E-HhEFrgpSitEzds gL ixFF o

B é4Eie : &% 4L ~ [FN-y ~ NF-xB~ RAW 264.7 Evgm"s tk ~EL-4 T
fmre 1‘% - BALB/cJ mice ~ z‘c” RAE B e e s A (R e
PR EENLPSREME X
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Evaluation of promoter-based immune
regulatory Chinese herbal medicine on
Immune responses in murine animal
models(94-95 = % 3 2.)

Bi-Fong Lin
National Taiwan University

ABSTRACT

The purpose of this project is to establish a screening system for
Traditional Chinese medicinal herbs (TCMHs), which may exert
regulatory effects on immune and inflammatory responses. Therefore, the
effects of TCMHs on transient transfection were compared with those on
BALB/c primary cells. The scheme for the screening system is to
construct plasmids containing reporter gene luciferase with promoter
sequence either of Nuclear Factor-k B (NF-«B) or interferon-y (IFN-y).
These reporter plasmids were transiently transfected into RAW 264.7 cell
or EL-4 T cell to test for luciferase activity. TCMHs were also added to
lipopolysaccharide / interferon-y (LPS/IFN-y)-activated peritoneal
macrophages and Concanavalin A (Con A)-activated spleen cells. The
methanol extracts of these TCMHs were further fractionated with hexane
and ethyl acetate (EtOAc). The results showed that EtOAc fraction of
Taxilli ramulus significantly decreased NF-«B and IFN-y luciferase
activities and spleen cell IFN-y secretion (P< 0.05), it also significantly
decreased PGE, secretion of transiently transfected RAW 264.7, which
was consistent to its effects on primary peritoneal macrophages. Angelicae
sinensis radix and Andrographis paniculata significantly decreased NF-kB
luciferase activity and PGE, secretion from transiently transfected RAW
264.7 (P< 0.05), which was consistent to that from peritoneal

macrophages. Thus, the consistent results in transient transfection system
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and primary cells showed by Taxilli ramulus and Angelicae sinensis radix,
suggests there TCMHs may be a potential anti-inflammatory effects that
worthy of further study. The effect of CMHs, Angelicae sinensis (a
popular Chinese herb, also known as Dang Quai) and Andrographis
paniculata on septic shock in vivo was explored. BALB/cJ mice were
orally received the treatment of EtOAc fractions of A. sinensis and A.
paniculata at 1.5 and 3.125 mg/kg for one week, then were i.p. injected
with 15 mg/kg LPS. Mice sera were detected cytokine level and their life
span were recorded. The results revealed that A. paniculata EtOAc
fraction extract low dose group inhibit peritoneal exubate cells TNF-q,
MIP-2 and NO production. And inhibit peritoneal exubate fluids IL-12p40
production. But didn’t change spleen cells IFN-y, IL-6, IL-10 secretion.
On the other hand, A. sinensis and A. paniculata high dose group
significantly increase peyer’s patch IgA contents. These finding suggest
that A. sinensis and A. paniculata contain some components that can
inhibit the activation of NF-kB and abrogate the septic shock induced by
LPS.

Keywords : transfection, RAW264.7 macrophage cell line, EL-4 cell line,
IFN-y, NF-xB, BALB/cJ mice, peritoneal macrophages,
spleen cells, LPS, septic shock
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%frmﬂ}; CE NI N ST B U 5@‘%:?‘@‘ > Eedkin ( EEE A X
FREFLAHR 2 RATEILE AT ARG L2 0 R T EFRR
CELPEN-BREROULEBFERGE - AP T ERF > A LA
B K FNGE LA ER e 2 a0 T FOGERS Y
P32 A A ayidF R Y AT ARITS emlgm/’a\'ahiﬂv}ﬂ » 3T &

RFS P EP SR TP m e oo HRAE Y B COX-2
& INOS e ifr A g T F LA BichET PHIE > @ 4
vascular endothelial growth factor (VEGF) family * 2. VEGF-C mRNA
transcription ¢ 4% PGE, /% i* » @ i& {7 lymphangiogenesis ( Tammela,
2005) c @ g K F € E B mrE vé’ Pt mie s R mre o ok

A _ELJ}B, i ?ﬁ’ﬁ:, L} 4 )3_,9'13{\7 B/:r'} it® » H ¢ E [ﬁiﬂ\ l“})’j» ,\F )i\'{?:‘.
2 - LAPHMRESLRFF P E %rﬂaw”ﬂfﬁﬁp.ﬁmo4iw - %
Fir B Rk R LRk anier o T %iﬁmﬁw

m o A KA TSR A Bl 4T e f(])}n?ﬁ%
fwPz ¥r% > i § 4_interleukin 4 IL-1p ~ IL-6 ~ IL-8 ~ TNF-a ~ IFN-y »
IL-2 ~1L-4 ~ IL-5 ~IL-10 ~ IL-13 & » # ¢ IL-1B ~ IL-6 ~ TNF-a 7 %%
Lk > REPRBUFRBPHRER LI > G- fhoieipd €
ﬁﬂ-?*ﬁ'iﬁ” » FA ERE A SCFEFLE R FGEULE B2
i RRE F‘ ( Gins, 2002; Hanada and Yoshimura, 2002 )-(2) 3 ¥ &%
&1¥ # & (Reactive Oxygen Species, ROS) 4= NO ~ O, ~ & OONO’ -
H,0, % < (3) g Famd 4 » ¢ &0 | % i FIF 2 cyclooxygenase f=
lipooxygenase ©#f-2 w ik (arachidonic acid) #74 = 2 3 L & +
drv = \TF % (leukotrienes, LTA4 ~ LTCy4) ~ = 7] B;jl—% ( prostaglandins,
PGE;) % x 23t & % (thromboxan, TXA,) » iz % X A F4p 3 5
4 NO 2 = ¢ 4e g5 it ehE vim e &2 2 IL-1Beha 4 5 IL-1p &
TNF-a R ¢ 858 IL-6 4 2 » @ 343 PGE, 2 & o T oA %‘[Eﬂ
AL VP RABEAEF B UEWLR LTS Aa o BE R ;}i:ﬁgw
SR gsldeie B AR EURFAEF LN LG
BHGT o FSAREEIBEL L FF G Mo L
EE B B i-*ré?f«f"’ K R E R A &
LFEEhR Rfgpy it &8 - BRI HE 3 LB FE2Z B
( Wallace, 2002; Calixto et al, 2003 and 2004) o n TP oy T E KRFUF X
IR EE IS PR LS AR R R ST
PLp pend = e

TEEE - RRE o AT RB Lk e BE RGN K A
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EIOH/H,0 A 42 Rk » ok w75 16+ 71 BIOAG it 7 4 e 570~
T EtOAc & v H,O K o #-ig= & B4 SRRk Hgis v
Hexane % ~ EtOAc & ~ H,O & 2% 5 P~4 > Hexane % ~ EtOAc & 14
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Z -  BALB/cJ &2 4%

poosddd wpbor ks 2 BALB/C) spELY 40 § o B w40
WA REEY o pd Be R ok B SR R I A 25827
KPBFHRE 12/ )P AR L 8~ 12 A PFEEF % o

ERRN LLE R B N R e

1. TCM™ ( serum replacement 50 x concentrate, CELOX, Cat. No0.1002 )

2. HyQ® RPMI-1640 medium ( Hyclone®, Cat. No. SH30255.01 )

3. Antibiotic-Antimycotic ( PenicillinG sodium-Streptomycin
sulfate-Amphotericin B = & - 2 %, GIBCO™, Invitrogen, Cat. No.
15240-062)

4. TCM-RPMI-1640 medium: >+ RPMI-1640 medium # 4r » 10 ml TCM
2 25ml= &-3=4 % o

5. HBSS buffer : # HBSS ( ATLANTA, Cat. #R32201) # %2 *" 1L =
N A "3511210(:’301}&,_&;‘%\[?]/ Frig o e x 25ml = & -
it % 0 £ 12 7.5%NaHCO;# pH & » 274 o

6. RBC ACK lysis buffer : #-0.15 M NH,Cl, 0.1 mM Na,EDTA > 1 mM
KHCO; %t 1L = s 2 g+ k¢ > 5 121°C » 30 4~ 4852 f7] ©

7. Lipopolysaccharide (LPS , Prod. Num. L2654, Sigma®)

8. Interferon-Gamma ( IFN-y, Prod. Num. 13275, Sigma®)

9. Concanavalin A ( Con A, Prod. Num. C5275, Sigma®)

10. 75%

z ~ BALB/cJ ¥ B4~ % FL 32 E ¥t *2 (peritoneal macrophages) 2.

®

#-8 ~ 12 3%+ 2. BALB/cJ ¢8R 2 CO, % 4,74~ » f] B8 £ *h
BTSYFpE - PR RIA L > SR AR R DEBE
VE O NGRS REPAR L 0 2 S ml 45 F ¥ %1 ~ HBSS buffer > & # )
Bt s B0 S ml - Ripvpmre o BB 3 (8 BAriR
10 ml 2. %2 & 5% 14 1500 rpm &< 10 4 48 > 12 HBSS buffer 2 /%
#z > 12 1 ml TCM-RPMI-1640 medium & ;5 m%2 > ;3 » 96 well plate
(Nunc™) ¢ > 2 vz % & 5 2x 107 cells/200 pl/well » 3+ 5% CO,,
3VCERAHE 3 | FweFEis “"T% RIRE AWE B E
% > 1 96 well plate b ¥ 1T PR 2 EIEE e > LU L ER 2
CEFERpeEERE | IF LR S EE R
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LPS/TFN-y (10 pg/ml + 50 units/ml) =g & % 2 fm?e > 32 & 48 /)
(e RR > »-70C %3 > MiEF NO -~ PGE, ~ IL-6 ~ TNF-a.% 3
& 447 0 e Pl

O MTT i (7 fm o2 75 35 PR -

I ~ BALB/cJ #g 84~ % B m?e (spleen cells) 2 33 %

# 8 ~ 12 ik % 2 BALB/cJ ¥ B 2 %583 00 B 3% © 4o a
TCM-RPMI-1640 medium 2. 3 cm petri dish (FALCON® ) R E A
éﬁ?r’v’ﬂi R RS > F B 3 (s > 2 10 ml 2 de e R o

RS A5 S ik 1500 tpm g 104 0 L i 5
ﬂfi‘ﬂ'&‘%‘ﬂ hcimPz » 4 ~ 1 ml RBC ACK 1y51s buffer ¥ & 2 # 45 > & ‘= x
k7% f# > @ik 40 » HBSS buffer ® ﬂf\.ﬂ v £ 2 1500 rpm B T A 45
2 HBSS buffer % /% ‘m?z > pt 4 Ex FR3=x ’# 2 1 ml TCM-RPMI-1640
medium &% w% > ;1 ~ 48 well plate (Nunc™) # > @& Flm% % R 5
2.5 x 10° cells/250 ul/well P AL ERZ N EXPREFIEREE )
o AR E G P BB S ConA (5ug/ml) 98 % % a2
23t 5%CO 37TCER R 24 )15 > 5 1500 rpm > 10 /\%‘#ﬁ-
ST ER R R 0 T0CHF o i T IL-2 IFN-yE 2 & 247 0 4
P12 MTT & 7 fm %2 33 75 3R o

A GFEFLLFFEED
P HEr 2 & B AFFEN T oA 28 H -
m?ﬁ}g#m%'ﬁﬁﬂﬁ BB H- m;;-]},g\;ibm‘ﬁ S0 P A3 Bt m;;r-]p\
F 23N FFLEBHE R - 1990 £ X Masferrer ¥ ?iﬂ"“.{:ﬂ &
Wi bt LPS 5 TLH VR E im0 COX Efe ¢ B E R 40 » £ 4
vd g L 8E H s 2 4+ dexamethasone (DEX) » B ¥ B F e H
COX 7#1+ o @ 2000 # Meisner & 4 # 3 4 1 K410 + £ ching
it #| pyrroline-dithiocarbamate (PDTC) # 3 »x#r#|J774A.1 cell~female
NMRI mice peritoneal macrophage f= 4 #f >« » # LPS f]jx™ IL-6 2
A o w4 TNF-a2zo A BRI F 5 A8 2 B3 drdloek 5 ¥ o
¥+t female NMRI mice 3¢ £ 7% ’9;_,,_&/]‘ (i.p.) PDTC 30 » 4&ts > £ VFI
LPS /2 &+#7:i¢ = 2. endotoxin shock » & 7 A Fat £ 2 G 2 3753
(48% compared to control 20% ) 2_ i¥* o ¥ 7= 3 =7 dadi BRY
4 &%+ EGCG 7 "% i< TNF- aé_i Tk PTa 2] B4 dp
(Yang, 1998 ) F]pt » A= F Zorénig ) E g L B ig i 2. EtOAc

181

4y



¢ %E%%’ES‘F 5278 %3

RaF2fegiFisd > EF 2pkra%k 24py BF (8- B o

=i ﬁ‘\ﬁﬁﬁi—b ARSI fr%‘rﬁg_’pi e N mie EFiE fs 2 Y W EH A
FACFH A MIPS R REMF LF P Ftakadfpd T
Fnlphth FHE s e ik - R 2R EL
PRt W E 0 R gﬁféﬁ% KA 2P R .

#-10~12 % ~ 2 BALB/cJ #g8& » ’F‘:fﬁz“‘ B EE B 1.5~3.125
mg/kg % # - iF > & 7Y LPS (15 mg/ml) 284> & w33 étis 2 e
6’1‘%"5\-“%‘—‘3—%?%*}’&/1?%;' TS 0 U 12,000 rpm, 4°C, %
s 20 A4 Pon F-T0CH* » AT wme i 8 TRARE
E v fm P2 22 %58 m ¥e o] %5 peyer’s patch f k8 2 £ o

SN BB

PR Xo T EE + %ﬂ.%uﬁ, (Mean = SD) % 77 ° 1/
Student’ sttest kg T3 ¥ A2 B F L £ -p<0.05 AR5 F g F LR
(Br=xFok? U*E p<0.05; **%& p<0.01 5 #4 p<0.001); 48 R 1+
4 4712 Pearson’  Correlation > p< 0.05 45 7 88 % £ £ > 33445
% * SAS #ic %8 (SAS/STAT version 8.2; SAS Institute, Cary, NC, USA ) -
EXCEE ’}‘r ™ Cox’ s proportional hazards regression test ¥ Z_& % fF
ZABRRIFMHEE A G - 2t STATA %8 (STATA version 9.0;
Stata corp., Texas, USA) o

£ BB
(=) A R BIEE gim e 4 34 NO ~ PGE; ~ IL-6 ~ TNF-ou g% 48

F A MTT Rl S dme 20 8 5 0 B fde 15l ie e B
g% @ E 5 2~10pug/ml-

#-'% transient transfection & :E 112 EtOAc &k ¢ ¥ # X Bp & %“
A0 AT FH T M FEER P EZE Hexane K 2 &
4N AR S e s i FA R E w2 B A 0 EFIEE R IIJ\
Pro g1 g ¢ B4 2 LPS/IFN-y (10 ug/ml + 50 units/ml ) 53
%R I e > 32 & 48 /] st B &R 0 2 {F NO ~ PGE, ~ IL-6 ~
TNF-0% ¢ 45 5% % 37 EtOAc & * ¥ B P2 £ F 4 -4 -
v T AT S EAYER 2~ 10 pg/ml pg/ml pFo ¥ F R F A0 O
Erfiw®e NO 2. &% (p<0.05) > 4B 1 #777 o

m EtOAc & ¥ X #X Bt 2 & F 4 g&ﬁ;“ BAENTuE M
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FER P F 2 Hexane & 2 & F 4 >N ER 2~ 10 pg/ml pg/ml p* >
TR F e d A KL VEE i e PGE, 2. A 3o (p< 0.05)r 4o 2 55 o

EtOAc & ¥ 3 EXx P42 & F 4 kR 10 ug/ml P> ¥ & F $r4
IL-6 2.~ 8 (p<0.05) 4r® 3 #71 o

3 TNF-a4 28 > 5 "EtOAC ¥ ¥ E5Pf2 o 4 F7HF
Frd] TNF-a2. & 38 (p<0.05) 4c@ 4 #751 > & LPS 3 E g X &
P o INF-of - BEFHRAF LR w2 > H3 % IL-1
IL-6 2 IL-8 g 4 > itd FERE AL g 2 E3Ar+ 0 P AL
e A A Ll EF I FS o R RS E pINE B Bl
REAHI 5 2A2E 2 LA WEMRFa g TR ’ng?:ﬁi:}?awﬁr'Ei
e RJBREME U s e F % 8 TNF-aiB 8 2= 5 B o @ 2000
Ep %?Jﬁ Bedir % 4 4] * NF-xB #4x %)+ /1 @8 # 4 3 F g w?
F - FIF F P 2 astragaloside 1 ¥ 12 3 4 NF-kB-directed
luciferase % I 65 % > [ PFs 3% 3 B3 L w2 g% IL-1f ~ TNF-a %
m-RNA 2_ % 3R o

e b it Ae SRR E R e b iR A i 2 BRI LA TR
FARM AT HREFIRNOE PGE,2 A E X E P E p=
0.0001 >r =052 4rB@ 5> 2 7~ F R IL-6 22 PGE, 2. » x & & I 4p i
M i p=0.0003 > r=0.38 > 4B 5 #1oF o

2000 & > B8 % B F AR 6 AR F ¥ L T EOE B
TEFRF LS FNO L &5 Mo 87 0+ F&F 2 (Taxillus
liquidambaricolus, TI) % 7 %54< (Nothapodytes foetida, Nf) 2 2 fg %
g (2~100 pg/ml) > H @~ FAHF2 AR 10 ~ 100pg/ml pF > %
Gl &E#P%F'J d LPS/IFN-y# % RAW264.7NO 2. 24 = & od % 1 S5 &
T AT R Y ERENE L EE AN A R 3 R
e ’EtOAC% PRELPP 2 HF Sy T F P NO {r PGE,
2R E R FPrgE > T E - R2 2% o ¥ - 2 5 > Hexane £ &
FA o VEFWH A AR m PGEy 2 2 0 (p<0.05) > 4] 1
HToR 0 b 5 B A T RAW 264 7T E g e pR2CERTE L G R ALE -
it P2 BtOAC K & 2 RER OHIAPRIEF LA
# Hexane & ¢ EtOAc & - “’Kf(%?ﬂﬁ*- W I ER S B A E
Fug L2 8% 4]om 2003 £ Rao & % e Sk or o — fAk p Egletes
viscose Less #7f & fik = » ternatin > % ¥ £ %+ male Wistar rats 25, 50
mg/kg 1 -] FFis » £ %5 e & 3 % thioglycolate » 4 % {2 %#’F"
2T A tE e P 43R migration; ¥ “F % male Swiss mice £ 7 PR Vg
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%+ Freund’ s adjuvant5 % {8 » £ ¥+ ternatin 25, 50 mg/kg 2 -] FF {3 >
P Evrmie ) LPS TR % 24 ) s > BB £ % 447 NO &~
W 0 %% BT ternatin 25 mg/kg ¥ AF F " X ex vivo 3 & 2. NO & &
» P H ¥ Frdleg P 142k 2. migration 2 macrophage function ° Rao
AP RE AR KR FRATI R Ld FREET RETD
EtOAc % & % 24 ~ % A FPrl4e R E Féf{f‘:m 2 NO 2. & s » &2
Rao & A P S % 4ple » F]pb AP 4aR EtOAc k& F 24 ~ § B BT
Wardl NO 2o &2 0% » 3%+ 7 3 fr Egletes viscose Less rm»p—“: ff =
ternatin 4p 17 2_ i* & 3= » BT ¥y ETF REEME SR LS RAR
iR o

T

(2) A~ S B am e A 5 IL-2 ~ IFN-yels 5

#-'% transient transfection & :E 112 EtOAc K ¥ ¥ X Bt & &
A AT G FeE S AFER P ES Hexane K2 & F
EANIES) SNFE - R S T ARl X RIS R ST E S I S A

PR EEP3 2 Con A (5 ug/ml) 32 %k edLm% 24 0] 18 0
1500rpm’ 10 »dpo e b2 %% > {7 IL-2~IFN-y&E 3 & » 47 °
EtOAc & ¥ 3 E 5 P4 & F 4 30k R 2~ 10 pg/ml pg/ml pF> 7 & F
FA 1% 55 sm ez [FN-y ~ [L-2 2. A58 (p< 005) 4o 6~ T T e 4t
FESTBEAXTELAT wie k2 R L &G:E K LGSR 7V B F 2
i« pIFN-y-Luciferase activity °

EtOAc & # X #FXPpr i 4 ¥ {rd fF3 IL-2 ~ IFN-yz £ 363 &
ME B hoB] 8 47m o % 8 k=t EL-4T s th2 ‘i 4 &
F kB Ap 2 g% F § & plFN-y-Luciferase activity & § 3§ 4r 2 4%
oo IL2 o EF EHFFE A & 2005 &£ j\é‘f-‘ﬁ Yesilada
FAm? mERF F2HEFiTH% S (Astragalus cephalotes,
Astragalus oleifolius, Astragalus trojanus) 2- FZEFRE B4 o I F 2B
NEAEE >R SRR A H Y hpopolysaccharlde (LPS) Fv
phorbolacetate (PHA) Tl igcts 7 R AR E TR R GITSRIES 2
g A5 H e gcd 4o IL-1B ~ IL-8 ~ TNF-a. ~ IL—2 ~ IL-4 ~ IFN-y
EARE ARERMA 0 F FZ R B B E R e IL2 ek
AR THRI ST A AR TR ARDE LB A FE AN
b (Angelica sinensis) {r% 7 (Astragalus membranaccus) #fe = 2
AL R RS A S Pe o B R KA R e PHA #75)
A=z fwmre HiAE > ¥ H A (F Ay IL-2, 113, IFN-y2 4 &4 B - @
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é_« T &Y EtOAc ¥ R &EX PP o A 7 vy §F > #f IL-2 fr [FN-y
2T B ERR .

Y- %5 > BtOAc & ¥ ¥ FE P45 o 4 # LT R Frilie
R P JL-2 2 Aa\;"& (p<005) ’ ﬁr%} 6“7 ©

I i*i%wﬁfiéo;fm%Aﬁf@mf’w
POTE R EY > ARTEN R TR IR ZPEFTRERALFL DR
éﬁﬁbw%ﬁfﬁ“ﬁ%ﬁ’ﬂﬁi??*%#%mﬂﬁ {2 g5
%;ﬁﬂﬁﬂﬂbﬁﬁﬁmﬁﬁfﬂw’Aﬁﬁ%ﬂﬁﬂﬁ#i@7
Foap o N RgE R ,p}?am*—% vy B EY WL ']E&]"%ﬁigﬁh%& N A

FRTEAL 2 P e avo R R ’w?m'" COX-2 & INOS #E e £ %7
g LHEe }ﬁa‘frféi»}i Ap B }+ > @ iv vascular endothelial growth
factor (VEGF) family ¢ 2 VEGF-C mRNA transcription ¢ 4 PGE, i#
it » @ & {7 lymphangiogenesis (Tammela 2005) Flir A frEies A
TEAFTF 3 M L BRRERRL LFH G X RES Y
AP ROE Rk A Dy B LEROX Rgf it &5
- BARILEHE G L EIEpEE2Z 4 (Wallace, 2002; Calixto et al,
2003and2004)° = FF S LA KA E EA 5§ 3
%wwxﬁimﬁﬁm””4w SR A BB AR F
Fan L AAEASEY > o 5P s FLlA ey PR 0 AR
$% 2002 & Huang = Wu Pi om0 B F?m““ L& dof
( Chrysanthemum flower ) ~ %= /A (Bitter gourd) ~ &+ = (Lotus seed
plumule)~ % % % > @ + L & F 4oispt (Longan )~ A< (Litchi) ~ 42
F] (Dried longan) % - # E v 'w " tk RAW264.7 » ;& PGE, engr] i€
* oo R WU A L L sk o ,r—g;g; = P i’t; 7B UK RA %‘r\
e dp ket 152004 & Ho + § iﬁ » 7R LA HR B4 i (Coptis
chinensis ) ~ ¥ % ( Scutellaria baicalensis ) fr't’f_;%fy SRR N T
(Zingiber officinale ) ~ ¢ £ (Cinnamomum cassia) ] * RAW264.7 E
P kmPe 4 = PGE, eni® % kiFit @ s Fﬁm“k LR bl et o
o RAXFERT 0 P HEE L GE RN A R e
B AP B2 3 % K NO-PGE, 0¥ ¥ #4r EtOAc & * ¥ # 554
FHELFRAF TGRS UL FEOAY AE B0 (e A
‘@%'V’L’f KE P ez 2 Bgom P & F 2 EtOAc A %
B4~ ¥ Bg % % X NF-kB luciferase activity (p<0.05) > ¥ & & ¥ "% <4~
ﬂ”ﬁ@ﬁ%ﬁm%LﬁM)jHE2%IL6 AR T BRI
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pIFN-y-Luciferase activity (p<0.01); @ ff> R M3 me s £ 00 &
BF'EMIL-2 2 IFN-y# o8 o ¥ % » EtOAc K ¥ T EF X i g f5 7
k¢ % % ™ NF-kB luciferase activity (p<0.05) > ® » 5 F % M4~ (X fg g
Evim®e 2 NO e PGEy 2 A2 & » F]t § #-EtOAc & * ¥ # 554
& F A Iog Eﬁ?'ﬁ%"'ﬁ FlE A KRTEEF > 0 LPS & BALB/C) v &l & 1
BFUEN B AL L FE Y oo

(z) g XISz 24H %%

210~ 12 3% % 2. BALB/cJ ¥pB A F B4t % o A BB PR &
LPS %€ % 5,10, 15,20, 30, 50 mg/kg BW » B2 % /& F 4B 8 #1777
TG e 4 FEFREHEE A1 H L Y B8 Lok i o
TNF-a, IL-6, IFN-y2 NO Z £ > 4 ® 9, 10, 11, 12 #7577 o H 2 % B F
LPS /2 6473 £ 3 4c » BALB/cJ ¥pR&GE 5 F AR » ¥ 5 5 ¢ W4 3w be
g% IL-6, TNF-o, IFN-y % £4%% > R A % § 4p M 4c @] 13, 14, 15 #7
oo ¥k AR kg B PDTC s & ¥R e » B2 % 1
5 LPS | £ 15 mg/kg BW & {7 & {13 L erde o 050 1 4R34 P X B4t 2
F.58 > 4eB) 16,17, 18,19 #7157 o

(z) % -7 < i EtOAC 534§t BALB/CJ & i -] B2 & 2 238

} % 2 B RAA 0 ¥ A& o5 i BOAc ¥ B4 15 ~ 3.125
mg/kg & ¥ - ¥ H3T BALB/C & 4] R 2 2Rz e T 2l ¥
BAR - FREPPFL L eREd T a Ll o

(T) % #f~% < £ EOAC § 54 # LPS R & |25 | RUWLE vifin
v TNF-a3 £2 B F

#- 10 ~ 12 ¥+ 2 BALB/C) &> §&® X E§ iFfcd i
EtOAc ¥ B4 1.5 ~3.125 mg/kg % #F — i » & {7 %L "2 LPS (15 mg/ml)
LB SNBSS 6] PF O B TR frdR s 0 B & VEE Sim e > 3t 48
I me A st R o LR MHE T v
EtOAc ¥ B3 ¥ B8 % '§ V2 E v im® TNF-07 £ > 4-B) 20 #77 o
B LPSHEeng LF BY > WK F]5 (TNF-a) - B3 s
G Rt AR Emiefop AL mie it b L E
BIERSEwe » 2 FEEP0 L2 BErgmie s it s EILEEm
o fIFOT R L kM FER A RE L A IR B
Rinie g4 8 P FEMTFF > UL RESE HIVL FIRE 0 o
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}%@W%H(’fzéfﬂéii &@ﬂﬁﬁqg’%i%:" ,z";?;}g_;}?a
%?mﬁ; BRI &L ed % % 2 TNF-asiE £ 4% F M TNF-a

i e 7710 NF-kB Rpads ™ 252 Flenk o M & oo enl it 2 3
4 o

(=) ¥ E]%"fr%‘ < I EtOAC B ¥ LPS R & 8 X /) & EF v im

ze IL-6 Z 22 FE

IL-6 & “‘ze;tyﬁa’_; B cell & it F]F » & 3% m % {1 F] 5 > A+
P g S AL B nflig o IL-6 £ Erwts T s A
g 2 AR et o P g T mfefe Bmre a4 20t 2 £ 1
HIo FHA EPFALPEL w22z - od briqm? F
oy Eﬁ?{r? &3 EtOAc 5 P-4 & LPS /384 5 & &g ¥ '8 ML F
ime IL-6 7 & 0 4o 21 -

(<) %ﬁ%"ff?'UE—EtOACEFB’»#}ﬁLPSK B L R RE
ze MIP-2 2 £ 2 B 5
LB 481 4 F (chemokines) & - # | &~ 3 31fx-d 70~ 130 %

At 23+ E X 6~14kDa uz:.}i N-z# & {8 & B cystein £t 7] =
S0 T A G w1 C,CC,CXC, CX3C » fidy— ¥ E F BHAp 011~ %
AF B i gE 0 Ve w BB E IR Il 2 R HETH
¥ s > H¢ CXCL2 (macrophage inflammatory protein-2; MIP-2) 4

+E& 9 6kDa> ¥ 5d LPS fljprd Evgimre 730, ¥ 73 bR R
MIP-2 A %]+ 7 #&4-%]+ NFkB e & =% - Tsal £ A 1 &1 > 5
N fig T A B Eoeiw e ST (CSa) Tlgraldzsh ERKI2 e
PIK/Akt 31 4 W ehBe /T o] L B AR A S0t 0 P BE ST 4
41 Toll-like receptor (TLR) family > e % Toll % 88 F-v & e F e
Fov o Toll ARk % s $HFLR 4 % F eh%d F > & TLR ik 47'»7»
e X EFR M bldc H P 9 TLR4 5 LPS & i 3 4 @i
o TLR #- §% 39 > 5 AErEe® « iR R w2 3 wre b o

TARY SR T L @EE S 0 4o NFB, AP-1 # o flijcin e ek
el B fEE B it o2 R Fentla
Asehnoune % % & 7T o dig 1 Aldeo-tocopherol v N-acetyleysteine
v 4] LPS %18 TLR4 3142w (40 o IR 08 X fmPe /,%r'% TNF-a ~
IL-13% MIP-2 2.~ % > ¥ }Liff21 & 5 NF-xB /& o m A F %~
2. PDTC 24r% i EtOAc 5 B~4 % & LPS /2 815 > ¥ & % "% R
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e Bt mfe IMIP-2 2 £ (p<0.05) > 4] 22 &1 Hat £ 8 %) &%
‘é—?ﬁ”ﬁl‘ﬂﬂ.ﬁﬂMIP2A§"bﬁﬁ"‘@mq.d;ﬁl’%JNFKBﬁb‘m
Mok A

(») % Bfe? o i EtOAC 5% LPS R & B4 { | RAIZE i
sz ¢ Nitric oxide (NO) 3 £ 2 ¥
#- 10 ~ 12 ¥ % 2 BALB/] #p& 0 FékY X E fF5 o &
EtOAc % P~ 1.5 ~ 3.125 mg/kg = # - ¥ » &7 L% LPS (15 mg/ml)
A B ST BT (S 6 ] PF *Ei‘fﬁﬂ_‘ff’fép‘{} » AR IR e o 3T 48
[Pt men d st me gt v R o BEKT MHET I
EtOAc ¥ B4+ 7 B ¥ % (2B vim® NO 5 £ » 40§ 23 577 o 4
AP IIPF AT §EErimre 4 S AT IR
Lo ipd A %‘r ¢ #& TNF-a~IL-6 ~IL-1B ~IFN-y~IL-12 % » # ¥ TNF-a ~
IL-6 ~IL-1BA & M8 L F B ¥ ,a;—l—ﬁ?%éf—'ﬁ§§’f44 € @'%E Nitric
oxide (NO) % prostaglandin E, (PGE,) ¢4 2 » # ¢ NO 12 = ¢ 4
% 7% 1 B e e A o IL-1Behis 4 5 IL-1B 7 TNF-afl| § fiie IL-6 ¢
Lk 734 % PGE, en4 = (Gins, 2002) > m Chiou % 4 # RAW264.7
E viim?e 22 LPS{r [FN-y2 % . &£ fig (andrographolide) * Fr 32 % 24
PP RIE NO A HFIRAT S EP gtk RH{ 40 NO 3
£ %2 T ' (Chiou et al, 2000) - NO 3 E wfim?e 74 4 » 23 3 F 4
& mpz]b%}}ia#;;ur?+ » X8 o3 o ,\F)@t‘g_?fﬁrfﬁ{mﬁf@ ek o
WENOZ 2= BERE A3 F g { 8- B3 85 F 284
O S LN R VS PN 5 W NP SLE AN
% f 2 DNA > &ptsns @ - LREFAEARBE R LBET Y
(Berg » 2001 ) °

B

(1) % §Ffe% ~ £ EtOAC F3-F # LPS R &4 X /] 8% E s

Pz ¢ |L-12p40 3 & 2 B2 58

IL-12 & - % ¢ p35 4o pd0 & B subunits *7 22 = 2
70-kDa-heterodimeric ‘wm?s jgr% > A & d Eefiiw®e ~ H {3 {opd R K fm
et ] id oJL-12 TS 1L p AR E fmre > (AR B AR L ¥ i3 TFN-y>
=i Eegim®e (Anetal, 2006) © A9 %2 % F R EHE 7 o & EtOAC
FPg b LPS 1618 7 B F "% 108 ) ULk AR IL-12p40 7 £
(P<0.05) > 4- @ 24 #7151 -
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() igﬁr?—fr%‘:cs‘?i. EtOAC 2% % LPS R&MHF X | REimre
(CD14/CD40, CD80/CD86) ek £ im2e ¥ 3 A # s 38
Pa g M E R E o LK ek g v jc%t,'l % A0 4
T Ao Fev R 20 % 4 v B ¥ (cluster of differentiation, CD)
do b BeF R %aﬁ‘i‘ S Rfpit Ao R0 o A e ARG Y VLK
Frrenime fBRE N e o (AR E S ok B OB R AU AT RER o
#¢ CDI4 2 &35 a0 H i3k~ Eviwme ok » Gn b5 VAL
A558 > BB LPS e LPS % & 3o 4% 0 5 LPS FA# Efwmie &1L 91
7 CD40 1L & L cniwie J EvEw ~ Rk wE ~ )L me{r B
fwe s m AR B % BT MO E 7w i EtOAc ¥ P-4 22 PDTC 2 & 3
A% 2P EERS LPS K& MH L) B rme CD14/CD40

b B meERHLF > ek 3 g ;e '?r*"“’f X o] B e
CD14/CDA40 2. . # m"e 23 0 # > Ej;i iR yjh s hod 4 T o

CD80 (B7-1)/CD86(B7-2)1 & 4 Iimﬁm?a i i B s fo B
@*5%?%@%’ﬂémemwmww¢ﬁsé e
g ) B e e fo R e ve CD80/CD86 2. f % fmve R A
PR ARFALARM > A0R 56977 o

=y

%

W

(+-) FFf7 L EtOAC 53 H 1 LPS R & 124 X | R A5
¢ IFNy 3 £ 2B

ek (interferon IFN) LR A R R AT o T A A

dmre gk en—fA o H A5 =5 » % i IFN-a ~ IFN-f ~ IFN-y >

Ok R Mfﬂf ’ @M}t@ 4 chime ¢ 3 IFN > s fop 4

iR o gt b D IFN-y» € d Tyl b irh i > H 4 3858 5 % LB

v imie vk o 4 IR imPE F Mo 40 P o giﬁl’ﬁt‘ Ty-2 eiE e A=

A kv @Eﬁ‘ff’g < 32 EtOAC —,-5"47'3:‘]‘3——}4@’ W B fm e P IFN-y
AR T R EALRS AR 25 YR B AAF BADE
LQ%ﬁ*mUPﬁmwmﬁm%kF@°

(=) $HI-7 L EtOAC 53 3t LPS R & 14 L] R¥H %
¢OIL-10 $ B2 B

PansF 3y IR IL-10 - fuF U mre g > 27 drd) g

Kihamie g d g U F Y 2R oo m uE FEF o R AP

56;6 LPS s & 15 ) Bsimre @ [L-10 7 £ 3 & B F 3 4c > 4o

26, e EkmF Y ¢ B ﬁ;ﬁﬁ‘frg & 3E BtOAc 3 B4 % LPS &
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ERF )R RFELE GRS M EFEF - HER
wRFHE {ERmE I FnAe o

Z) $Hf-7 ~ & EtOAC 554 % LPS R&MH L] &%
peyer’s patch s ¢ IgA 7 £ 2. B 58
BEARS S LA BELREE] AR - BAS S T A
SR SN ﬁ"u’-’%i‘}i peyer s patch imPe B-dli2 (732 % 5 A 47
HALR LS TgA £ 0 S5 40® 27 B o AP EFR A A& I
N R

7ou i EtOAc—.-EK#w 1.5~3.125 mg/kg & ¥ - ;%’ H 3 AT
S ) B iE peyer s patch e ® IgA 7 & 0 T Frk :
;*;yq;;%agi‘ggﬁ,ﬁl*ﬁ—ﬁbﬁé'#\ﬁrrﬁﬂ%fg@’ BEEEFENm AR
378 ) B % peyer s patch fm¥e f 5 fmre & (B220) A F s |
REFLRM Aok 7T o

B~ 53

d i in vivo 2 F S BRBr 0§ i - 7o i EtOAc F 4
7 44 NF-kB #4081 i 48] LPS K& B4 | R9%EE iim
w2 ¢ id NF-kB #7i& 1* 2 & 2 (83 ¥ 4% jc% 4o TNF-o ~ IL-12p40 ~
IL-6~MIP-2 e NO ¥ z & » @ dlat £ 8 W) Q2 35 a4
P HEEL S L AR > BF - HRFA
EL LT el e L B

-3%\7
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30 - I L PS+HIFN-r
I 2 ug/ml
7 5ug/ml
[ 10 ug/ml
25 A
a a a a a
ab a ‘|' -[
20 ab ab a I
ab b b
rz\ ab
b
3 15 b ]' I
(@) c
Z b
jm
10 c
d
) j
0
HF4E ¥ AT T FAFER RRE RFLD 2B ey
EtOAC extracts Hexane extracts
Traditional chinese medicine herbs
B il 13 - 2 » 2 > yall va N
B 1. ¢ X Z4 LPS+IFN-r 7% i ¢ BALB/C /] &A= R 3 m¥e & 0
NO 2_ g %
I LPS+IFN-r
14 1 I 2 ug/ml
7 5ug/ml
[ 10 ug/ml
12 | ab a
a a a a a aa a a
a
10 4
Al
= b b b
E ] bY
=2 b
S T b b
b
a e N i
o b ¢
4 C
b ¢ c
b I c
2 1 b c N
0
#¥4E ¥F sAT FoE AFER BPE RFLD 2% a3
EtOAC extracts Hexane extracts

® 2.

PGE2 2

Traditional chinese medicine herbs
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127 s LPS+IFN-r
I 2 ug/ml
7 5ug/ml

10 { EEE 10 ug/ml

8_
=
E
£
(=]
£ o
@
-

FFELE BB SAT FoE AFER BEE RFLH 2H A%
EtOAcC extracts Hexane extracts

Traditional chinese medicine herbs

B 3. ¢ I LPS+IFN-r ;& it 0 BALB/C -] 84~ (S 32 im ¥ A 2
IL-6 2 %5

I LPS+IFN-r
20 o HEE 2ug/ml
[ 5ug/ml

18 4 0 10 ug/ml

TNF-a (ng/ml)

#F2E %W fAY  FeoE MFER ORPE RFLL 29 Ll R

EtOAcC extracts Hexane extracts

Traditional chinese medicine herbs

W 4. ¢ ¥ Y LPSHEN-r i i ¢ BALB/C /| B4~ & 2 im e A &
TNF-o 2. 48
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15

PGE, (ng/ml)

-5 T
0 5 10 15 20 25 30
NO (uM)
15 1
10 1

PGE, (ng/ml)

r=0.38
ﬁ. o ¥ p=0.0003

IL-6 (ng/ml)

R 5 ¢ 5 &% LPS+IFN-ri&t = BALB/C - &= % Bz n% NO;
IL-6 4= PGE2 A s £ 2 17 M 12
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167 mmm LPS+HFN-r
I 2 ug/ml
144 C—J5ugml
4 10 ug/ml
1.2 1
— 10 A
E a a aa
= ab ‘|'
5 0.8 ab ab I ab
S l
b
:I 0.6 - bcC
b
04 4
0.2
0.0

#F2E ¥ AT SoE MFER BEE RFIN 2un praw
EtOAC extracts Hexane extracts
Traditional chinese medicine herbs

W6 ¥ ¥ & ConA &t chBALB/C /| R%5me A IL-2 2
=

B

107 s LPSHFN-r
I 2 ug/ml
7 5ug/ml
0 10 ug/ml
0.8

[~
A
|_|
—
i
—

0.6
a babI I

0.4 1

IFN-r (ng/ml)

0.2 1

0.0
H¥4E AT S AFER BRE RFLD 2 Auw

EtOAC extracts Hexane extracts
Traditional chinese medicine herbs

W 7. ¢ X% ConA S cnBALB/C /| %5 mre & IFN-y 2
2 1R

B
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Table 1. The consistent of the TCMH between the transient transfection system and primary cell culture system.,

Transient transfection Peritoneal cells Spleen cells
Et0Ac | pNF-kB | pIFN-r | NO  IL-6 | TNF-a PGE2 |IL-2 |IL-10 NO IL-6 TNF-a | PGE2 IL-2 | IFN-r | IL-10
fraction
TRE 1 \ i l 1 1 4 1 + v l 1
2510 [ 2,510 [ 2,510 2,510 510 | 2510 5,10 10 10 25,10 10 2
AR T 1 ! 1 1 1 1 l
500 25100 2510 2510 210 10 510 10
ASR 4 4 4 4 ! 4 L }
510 2510 2510 2510 10 2510 510 2510
AH ! 1 1) ! ! i i i i
L5100 25100 20510 | 2,510 25100 2510 2510 510
IR ! i ) 1 4 i 4
25100 23 2510 10 2510 2,510
EUO 1 1 ! 1 Lo 1 1 1 l !
2510025100 10 T2 2510 10 5 10 10
Hexane
fraction
TRH t 4 4 )
2 2510 10 510
Ar - - 3
10 10 10
BR 4 v
2510 2

‘hadnoeffect T:increase v decrease  p<0.05

concentration: 2, 5, 10 pg/ml
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8. #kHE2 LPSHBALB/C | BEFz %

14000 - C—=3 2 h after LPS i.p.
12000 A mmmm 9 h after LPS i.p.

10000 ~
8000 -
6000 ~

4000 - é
2000 A

é&jé

Serum TNF-alpha (pg/ml)

0 . —

0 5 10 15 20 30 50
LPS Administration (mg/kgBW)

W 9. #2FAE2 LPS ¥ BALB/c | B> 5 - fe ¥ 4 | BFi iF
TNF-a 2 4 2§
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4000

/3 2 h after LPS i.p.
— mmmm 9 h after LPS i.p.
E 3000 -
>
E
© 2000 A
=
S
= 1000 A é ‘ g
|-
&

REEC
0 i J—

0 5 10 15 20 30 50
LPS Administration (mg/kgBW)

W 10. 2 F#E2 LPSH BALB/C/] &% % = fr% 4 -] P 7 IL6

2 A g

60
T_E\ T mmmm O h after LPS i.p.
S~~~
o)
= 1
p 40
=
=
S
Z' 20 A
LL
= sull
S 0 —
@
n

0 5 10 15 20 30 50

LPS Administration (mg/kgBW)
W1l. # E#&E2 LPS¥ BALB/c | B3 %4 /| Fx # IFN-y 2. &

ng
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1600
1400 - mmmm O h after LPS i.p.

BN

N

o

o
I

1000 -
800 - i

=
600 -
400 -

200 - .

Serum total NO (uM)

0 5101520 30 50
LPS Administration (mg/kgBW)

W 12. 7 FAE2 LPS¥ BALB/C/ | B* %4 i i NO & E

TNF-alpha (9h)

2000

1500 - °

[N

o

o

o
1

500 +
r=-0.85
p < 0.0001

Serum TNF-alpha (pg/ml)

T T T T T T
0 20 40 60 80 100 120 140

Surviving Hours after LPS Administration

W13 #F L) HeF INFo § EXHEFIHFLAN
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IL-6 (9h)
2000
= 1500 °
-_— 7 [ ]
=
~~
(@)]
Q
~N—" 1000 +
«<Q
— o
500 - s
% ° r=-0.71
-t o o p < 0.0001
[¢B) ]
) 0 -
0 2IO 4IO 6IO 8IO 1(I)O 150 140
Surviving Hours after LPS Administration
W14 F X TR FIL6FERFEFERFLAAM
IFN-gamma (9h)
30
=
g 25 - “
(@)}
o
~ 20
©
=
& 151 °
<
?) 10 -
Z
LL r=-0.61
= 5 - oo p < 0.0008
-] o
[ [ X
[¢B)
%)
0 ZIO 4IO 6IO 8IO 1(I)O 1&0 140

Surviving Hours after LPS Administration

W15 FL L RHEGFIFNy 2 EEFEFLHF LM
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Serum TNF-alpha (pg/ml)

Serum IL-6 (pg/ml)

2000 A

1500 -

1000 -

500

TNF-alpha (9 h)

1 wloPDTC
B +PDTC

1800 A

1600

1400 o

1200 A

1000 A

8 15
LPS Administrastion (mg/kg BW)

W16, % % & TNFo 5 £

IL-6 (9 h)

1 w/oPDTC
I + PDTC

|

8 15

LPS Administrastion (mg/kg BW)
W17 g ReFIL6FE
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Serum IFN-gamma (ng/ml)
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k FHAFYEE2 128K BALB/c ) RA ASBHETE L (%) HBF

Group Spleen Liver Lung Brain (¥ )
LPS 0.35+0.10 4224052 0.74+0.13 1.25 +0.29
PDTC 0.40 +0.08 425%0.36 0.73£0.13 L12+0.16
EHL 0.32 £0.06 4.24£0.56 0,73 £ 0.06 110 £0.22
£%H 0.32£0.07 433005 0.72£0.15 1.02£0.17
Fooit L 0.32£0.08 4372041 0.71 £ 0.05 1.11£0.18
Fuik H 0,28 £0.08 446 £0.95 0.77 £0.12 1.00 £ 0,19
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jafs

wWHL 0.54+0.40 7136 % 6.55 9.00+ 1.84

A
G H 0.56+0.34 79.01 = 8.29 6.15+ 1.86
FoiL 0.60 + 0.35 61.24+1731 635+ 0.68*
FoitH 0.63 +0.36 76,69+ 6.91 830+331

%3

B8R R AEE £ (meansSD) & T
#fpEmlam (LPS) #ATHT 247 F 8% £ £ (*P<0.05, Student's t test)

k TRARTHE2 128 K BALB/c /) BB IE fa B0 69 %, 7% 4a fo 2525 5 A %

(CD80") (CD86") (CD807/CD86")

% of surface marker expression

PBS 126+3.21 349+1.75 10.88 = 3.06
LPS 40.68 +10.02 7.99 +2.59 38.57+13.76
PDIC 26.76 + 7.80 736+3.50 34.81 +11.57
%5 L 36.88 +15.56 7.95£5.75 28.41£17.73
%5 H 3556+ 6.40 8.32£3.65 32851244
Fuoik L 31.93+14.12 6.52+3.78 26.89 = 18.20
Foit H 34.04+10.19 9.15+6.43 35.25+6.97

BB R LR a2 E £ (mean=SD) & &
*ngrdl i (LPS) 4743t 4 474 813 £ £ (*P<0.05. Student's t test)
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A v/ LU 1oy JULIDS L 1AV U= L L Ve

T H 0.49 +0.36 5032+ 6.01 1.99 +0.84

FoiL 0.49 +0.20 48.08 +7.03 1524048

Fooig H 0.55+0.30 44.02+10.11 2404225
% F AR AR A E £ (mean=SD) £

*guyralin (LPS) 47 4st o474 B % £ £ (*P<0.05. Student's t test)

F BRARPHEEZ 12 3 A BALB/c /s 859 5 40 i0, 09 %, 7% da B 05 2F 0 o e 3

(CDS0) (CD86M) (CDS0"/CDS86")

% of surface marker expression

PBS 3.47 £ 0.68 17.12 £ 7.40 8.47 £1.94
LPS 5.80+3.71 40.24 +14.52 13.25 £ 4.09
PDTC 5.74 +2.50 38.18 £ 8.11 10.74 +3.31
% 8 L 5144062 40.61= 437 12.44 +2.07
5 H 521+ 1.87 4344+ 742 13.02 £2.53
Fouik L 536+2.06 3941652 11.35+£3.82
FuikH 4.85+0.70 4083 +4.13 1022+ 137

EN

T B s R ST pACE 4% A £ (mean=SD) & R
kg | (LPS) #4745 4 47 4 88 % £ % (*P<0.05, Student's t test)
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% of surface marker expression

PBS 358.50+3.82
LPS 62.41 +7.56
PDTC 60.74 + 457
a5 L 5942+ 4.53
FHH 62.42 £ 4.04
Fod L 62.94 + 6.03
FuiH 6228+ 411
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