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[ ZE]BEH: WL B-4 KB (beta sitosterol , BS) J& 75 1T L5210 f5 Z2 4 (lipopolysaccharide , LPS )i 5 1 K Bl & M Mt 43 (acute
lung injury, ALD) , #835 H 2 75 BE 52 W 4% K F kB (nuclear factor kappa B, NF—«B )18 1% A fili 5 w40 i £k . 773% : 30 HJeHr
FEIR IR (specific pathogen free, SPF)SD K R BEAL 7 A FLEL KX BRAT (NS 41) A PR 40 (LPS 41 ) . B4 K B I 7 i+ 01
ZH(BS-T.41) B-4+ {5 B ¥ T W41 (BS—H 41) A ZE KA (DX A1) , B4 6 K, a2 5 Ab FE K B, A8 45 41 K BRIt 2 4L
gy B 2 A Ak K N il 20 4008 T FE HUAE (weight/dry , W/D) 5 528 it 68 3E P8 I 98 YR 8 Bl F o (tumor necrosis factor o, TNF-a)
1240 £ 2 18 (interleukin 1B, TL-10) 4R X 17K F- ; Ifi 241 NF-kB p65 . IL-1B3 . TNF-a mRNA AHXF ik 1% M0 ; i 20 41 NF-«B
p65 TNF-a 25 [ 32 A KT LU 20 21 CD8O A3 1Y M1 i ¥ B Wi 241 ifd ( classically activated macrophages, M1) F 73 [, #R:
D5 NS L#, LPS 21 \BS-L 41 \BS-H 21 K2 DX 4 ] 5% 30470 58 1 & 2, BS AR5 it T 4 A DX 4148 LPS A% s @
NS ZHAH H , LPS 25 fifi 2H 008 BRA5 9E 70 . W/D HL (B i 40 24 NF—«B p65 . IL~1B 1 TNF-a mRNA A%} 2655 K ¥ AfiZH 41 TNF-a
NF-kB p65 2 1235 /K - M1 i 1 v 40 i 2 i bR a5 9 CDSO B 43 e L BALF A 48 i [H 1 TNF- TL— 18 H) B /K SF-34 7H i (38 P<
0.010) ;@5 LPSZHAH [t , BS-L 41 .BS-H 21 J% DX ZH it 2 2L 24514553 43 . W/D LU AE it 2 21 NF-kBp65 . IL-1B F1 TNF-o mRNA
AEXTFIEIKF- i ZH 2 NF-kB p65 . TNF-o £ [ 335K F M1 il B i 4 B 3% R AR 540 CD80 A 43 L . BALF H1 485 Hl -+ TNF-
o JL-1B /KRR (P 11<0.001) ; @BS-H £H ik T* BS-L 4 (1 P<0.001) ; 5 BS-L £ F1 BS-H £H Lb &% , DX £ K F b iR P ARG A (14
P<0.010) 4512 : BS W] RE RSN 1l NF—w B 38 i (1 5005 , 10 o) AL A BRUN 36 5 e 200 e g M1 A8 55 g A AW £ , ol ALTAREE .
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Effects of B—sitosterol on alveolar macrophage polarization and NF-kB

pathway in lipopolysaccharide—induced acute lung injury in rats
Ran Yan',Wang Shiyan', Zhao Jianjun’
(1.Second Ward of Respiratory and Critical Care Medicine Department , Affiliated Hospital of Zunyi Medical

University ; 2.Department of Respiratory Medicine , Guizhou Maotai Hospital )
[ Abstract] Objective : To investigate whether beta—sitosterol (BS) can affect the polarization of alveolar macrophages and the nuclear
factor kappa B(NF-kB) pathway in a rat model of acute lung injury (ALI) induced by lipopolysaccharides (LPS). Methods : Thirty spe-
cific pathogen—free Sprague—Dawley rats were randomly divided into normal saline group (NS group) , ALI model group (LPS group) ,
low—dose BS intervention group (BS-L group) , high—dose BS intervention group(BS—H group) , and dexamethasone group (DX group) ,
with six rats in each group. After successful modeling, the rats were sacrificed for the following examinations : the pathological changes
and wet—to—dry (W/D) weight ratio of lung tissue; the levels of tumor necrosis factor « (TNF-a) and interleukin 1@ (IL-18) in bron-
choalveolar lavage fluid (BALF) ; the relative mRNA expression levels of NF—kB p635,1L-18, and TNF-a in lung tissue; the protein
expression levels of NF=kB p65 and TNF-a and the percentage of CD80—positive M1 alveolar macrophages in lung tissue. Results : Ab-
normal behaviors and cyanosis were observed in all the groups except the NS group, with milder symptoms in the BS groups and DX

group than in the LPS group. Compared with the NS group, the LPS group showed significant increases in the lung tissue pathological

injury score, the W/D ratio, the relative mRNA expression levels of

fEEMG: A &, Email:ranyan365@163.com. NF-kB p65,1L-1B, and TNF-a in lung tissue, the protein expres-
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of CD80-positive M1 alveolar macrophages, and the levels of the in-
flammatory factors TNF—a and IL-18 in BALF (all P<0.01). Com-
pared with the LPS group, the BS-L group, BS—H group and DX

group showed significant decreases in the lung tissue pathological
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injury score, the W/D ratio, the relative expression levels of NF=kB p65,IL-13,and TNF-a mRNAs in lung tissue, the protein expres-

sion levels of NF~kB p65 and TNF-a in lung tissue, the percentage of CD80—positive M1 alveolar macrophages, and the levels of TNF—
a and TL-1B in BALF (all P<0.001). The above indicators were significantly lower in the BS—H group than in the BS-L group (all P<

0.001). Compared with those in the BS—L and BS—H groups, the above indicators in the DX group were significantly decreased (all P<

0.01). Conclusion : BS may alleviate the severity of ALI through inhibiting the activation of the NF—kB pathway and suppressing the

polarization of alveolar macrophages towards M 1-type macrophages in ALI rats.
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2Pl (acute lung injury , ALL) J&: 48 Z Fh 2L
3 DR 2R 018 s 38 & A 450473 , I P ARRARE: A ot 3] 4 AE
SN FTEA TR NG 38, ALL B i e Ry 2Pk i
F 8 ZE A 1F (acute respiratory distress syndrome,
ARDS) . ALIVARDS Jii SE 4w, ™ H g i N 2628 i
g B, SIS H R S HIL I BB i30T 5 ok oAU
AR L 2 IR R A N B R IUE S
51 % ALIJARDS i 3= 2L ™, fig 22 B (lipopolysac-
charide, LPS) &N #E R 19 E 2Ry, K LAE ALL 3
BEAL ST DL LPS S AR 1 A W DR 2R 7 i 2 1
i ALLE B i UL I vE
ALI/ARDS % L i A+ 2016 2, H AT
RAE RN TEAE 5 B WEAN  rheobr 20 i A5 R
PR IR | A1 58 4 M PR 20 A M, P i B
W 40 i (alveolar macrophage, AM) 7E 4 335 fiili 58 0 928
R GRS UL L AE F By i A b A SCHEE Y, B
£ A 4 2H 2 O B o P e AR LT e SR A Ry
FL W 40 B b AL BLGR , 43 ok 28 BP0 1) M1 AU AR
PR B9 M2 B, MU AR 58 A I IR, i M2 R
T A AL A 1, AR M I 4 L ML/M2 AR AR AR A
1 PR 2R AT e B PR B AR AEAR S, B R -
kB (nuclear factor kappa B, NF—«B) /&4 PN 22 L (1) {5
S B TERAE RN E AR . BFSE R B B
20 B AR P M2 NF—B i B 75 ALLH & #5824
AR B W UESE b B 257 ALLTR AR Y7 R A
— BT R, I E A S e B v 24 52 T o 3R R G
S35 TR AR B 200 T I 8 IR R, B
¥ 18§ % (beta sitosterol , BS) 42 H1 24 v A 47y 55 85 A% 43
Z— HAYUAN R BT 2 R A S
TE R ARE B b 2 IR A 2 5E™ . SCHRHRIE BS
A% e AR 14 v R 245 52 5 o 5 BE A ALLS
BS BB LPS 175 5 1Y Ml 8 2 RE Bl 4 , sl 20> 5 0 440 e
Bl SRV 7R, AERAE I FE P, NF-«B
T P O 2 B R S R o R T
BS BB BH W7 i L2453 B0 | 0] S8 5 B, D%
JR 1T 7R ALL A &3 A5 rp NF—w B 38 % 1 30
Ko AM A 4% 8 24 T L (H BS BE 75 4 4% NF-«B

A S % I e A AR A Dok ALTAR B, H AT G AN B
fic BSAE AL AR AHIFFE AR OC SCHRARIE 2 , AT 40
8 2o ST LPS 5 5 B4 il £ R B RL, BS BEAT
T, A U BE 7 A NF-w B 3 6 5% 5 G 20 B Tk
OS5 O B2, LAY ALIYR 7 4R SR L9

I ST

1.1 ##

L1128 3h% 30 K 6~8 J& i 0 2 3 B AR (specific
pathogen free , SPF)SD Mt K B, A& B &4 (250 + 10) g, 7EZE
122 °C~24 °C, {8 40%~70% , M 75 <50 dB BYFREE O 18
12 h AR 12 h3d 8, W3R 1 AR SER . ARFRA S SR sh
R A AR (R PR A 45 . ZMU21-2301-008) .

112 EERM 5% LPS(EIE Sigma /A 7)) ; BS( L i e
TR EEZRIL ARG BRZA 1) s BCA 25 A ¥ B 2 37 & L ECL
th2g % N & (LI HE G W B 2 RHE A FRA D) 5 TNF-
o NF-Kb p65 . B-actin S 4t Bl £ FEREHLAR (32 [H Cell Signal-
ing A1) s KB TNF-aELISA 571 & . K BUIL-1B ELISA i 7]
& (RSB ARA AR IL-18 519 (INF-a 514 |
NF-«B p65 5149 \ B-actin 519 ( L4 T A TRA R
Al ) 3 SCH E & PCR Y8 AL Uk A L AL % 4 (36 [ Bio—Rad 22
A A AL (32 E BD AR 6

12 Fik

12,1 SCBesh¥radl  F 30 2 SPF 2% SD M1 K RUBEHL 2
g A BEER KR BRZH (NS 4) SRl 520 (LPS 4) \ BS %771
i T4 (BS-L4L) BS 5 571 i T Hi 2 (BS—H 41 ) #l Hh 2k
WA (DX 4], Bl 6 H .

1.2.2  ALIEHTEE  NSMLPSAHLIAFE/K (1 mL/100 g),
1M BS—L 21 F11 BS—H 41 LA BS T2 (BS-L 41 5 mg/kg i &
4 0.5 mg/mL; BS—H 41 20 mg/kg, J5i 1 ¢ FE N 2 mg/mL) ¥4 3%
ZEHEE 7 d, 8 H 1. DX ZH LI ZEAKH (5 mg/kg, ot vk J3
5mg/mL)HLEHEE 7d,8H 1K, IrAd KRR T dJ5RE,
NS ZH & F & i S A= B3 /K (0.1 mIL/100 ), 1fif LPS 41\ BS-
L41 .BS-H 4l . DX 41375 T~ # ik i 45 LPS A B8 48 /K ¥ W
(0.1 mL/100 g LPS¥A) , 6 h G 4bFE. .

123 il 218/ 5 (weight/dry, W/D) FLAE I 5 4 FE K
SR BCHS A7 I T 2 2, O 4K I OB A TR AR, R o i A5
PRI SR TR, 188 Wik BE AR IR R 80 °C, L% 72 h
Jo PR B 2 i, BT AR A B o I 14 T8, 12k Do
W/D By il 41 22981 5 b A -

1.2.4 i SURAR FRIE A AR 4541 R 2 2275 4%
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LR PP EE 24 h, ZA LUK . ZH 2RIk B 2
U R M S AL IR IAE A I W R AT R AR -
(haematoxylin and eosin stain, HE) . ZHAY) g ss N
iy 21 2955 B A A T it 2L 28408 473 95 BT 24 R S T 4% 2L R
FUALTFERE . A3 5K ) R BEHLSE B 4 1 ILEF (x100) , W%
R BRI 20 205 B S SR B H %, 2 R B Lk IR
Ui, MR R 2022 45 ALL 8l Py A5 8955 B3 AR vV SR AT A, X6
B N W [ E L oy i e o s

1.2.5 IR (flow cytometry, FCM) 4% 25 3R £ 45 40
IR BRI A 2 B A2 AT LA Y, [T o] 5 A 2 280 PR 20 B
CHE T 20 4T ARG B e %o ), et B X HA AP YL €71 . 25 P %
JE (HRLPS 41 K R 21 20 A 41 B A2 8, R Bo A ) ; e it iR
(B4~ FaAs , BN LPS 41K FRUM 20 20 B 40 i B (1
10°) , A PBS & 1 mL, B MMFETE Gkl 1w, IRAT, 2 sk
3 15 min, Hd 3 20 B CD45.CD80 A CD68 (75 [ &
Ji5) 5 [ U HE (100 ol LPS K SR 2 2 B 4 i 2 (1x10°)
JIDAPBS 2 1 mL, IMASEIEYLEF 1 WL, 15, ZEREDE 15 min,
$in CD8O [FIEIHL A, 4 “C3hEHE 30 min; FMO X BE4F (100 L LPS
2H I BRI 20 27 B AT A B R (1x10°) , T PBS 2 1 mL, 4tk
CD45" CD68'FLIH Yedel ) o K4S Ju A« A48 N 100 L 21l
B (1x10°) , 4 PBS & 1 mL, Il 1 pLIEIG YRR S, 25 ik
Y 15 min, fil14 CHI¥E Staining Buffer 1 mL,350 g,%l[} 5 min,
F+ 134, 1100 L Staining Buffer 2411 , 2 i 4 (0 (it
& R A CD45 1 pL.CD80 2.5 pL, M EIR 4], 4 CHEt
30 min) , [A] L3R 0 BR 2 0Kk, SRR, [ B (T 1 mL
Fix/Perm Buffer, 4 °C i Y% 30 min) , Pe & 40 2 (1 mL Perm/
Wash 18 2 7)), JEN G4 (LA 100 L Perm/Wash Solution , T
BN, A CD68 10 L., 4 “CiEE 30 min) , G VL4
A 27K, 300 L Staining Buffer #2410 , freJa 1 i =X 40 94X
K

1.2.6  Real-time PCR £l < FRUAl 241 21 [L-1B . TNF-a
NF-kB p65 mRNA FH X} 22 357K F 2 Bl 41 41 4 RNA (5@
& HREAS RNA 2038 F1S i RNA %5 5% ¢cDNA #E47 Real—
time PCR JZ I/ : #1| F 2xRealStar FAST 44k} qPCR iR R
A& UL R ERAE . SIFEFI T IL-18: LiESI Y
AATCTCACAGCAGCATCTCGACAAG, Fi#514# TCCACGGG
CAAGACATAGGTAGC ; P65 _L¥i#5 |9 ATCTGCTTCTCCCTCC
GCTACG, F % 31 ¥ GCCACCCACATCCATCTTCTTCAG;
TNF-o %59 CACCACGCTCTTCTGTCTACTGAAC, T iiF
2| ¥ TGGGCTACGGGCTTGTCACTC; B —actin I iiF 31 ¥
GACATGCCGCCTGGAGAAAC, #5149 AGCCCAGGATGC
CCTTTAGT. _LifgA: T A TRRAT RA R KA RS9,
PR R AR AR IR B 95 °C, I JE] 2 min, ARV R EE
95 °C, I [E] 15 s, 3B /AL IR 60 °C, I [R] 30 s, £ 40 M
IR, AR LR IR 65 °C~95 °C, I E] 30 s,

1.2.7 BALF P IL-1B . TNF-a #z il $% 1L-18 . TNF-a $4E
IR SR

1.2.8  WBH I K B4 40 TNF~o  IL~1B M NF-kB p65 2K
FIERIA PREUM A ZUE [ e A B BCA I 2 57 & Ui
FEAEATE MR JE TR vk RS B PR E B
TS5 R K PVDF B AR /INVG & BB AR & &0, B Y X
P2 2% W 4 SN A F5¢ HE 0 8 19— $T (TNF-a 121 000

NF-kB p65 1:2 000; B-actin 1:5 000) ,4 C&/F FHRKBT
12 h, 12 hJ5 B —B FDBCPR AT, 4 0.1%TBST ¥ PVDF Ji5
R, T 65 v/min £4F F EE VR 3K, FKZY 15 min;
PVDF JIE 3 b I AR 5 — o Ff & S U in A — Bt i F & iy —
Pr(1:4 000),4 °C .65 v/min 5/ THFE 2 h J5 H 0.1%TBST
TR VR 3 UK, B 15 mine B AT, 3 1 1 Ll i
) 34 A Ak 22 %GR 57) (electrochemiluminescence , ECL) , il
AGE BARFECL S 4R34 2B 25 PVDF I, Bl 5 o FH B8 6 1l
1% RS HEATEG 5 {8 Tmage J AR B B9 50 A
13 %it¥5 %

S8 K R FH SPSS 29.0 #F Graphad Prism 9.5 4 it
PG, B R FH B« A2 (x £ 5) 3R R
E T Z T (one—way ANOVA) AT MBI LA, A 2274
252K F LSD AT L3, K 3 7K T @=0.05 .

2 & B

2.1 MK RAT A 5 BB AR A I
2,11 SUKBIWAIT =R E NSHRFRESER, T
R, LPS UK P2 B, B 38 B 8, PRI O R, H T LY
JR A B, SRR oA 454l . BS-L41 . BS-HZA A DX 4
KBRS RS IRE , S 30 B 2 IR R SRR | 11 i A0 D 2
% 0 AN A LPS 4 B (2, SR PIC 2 35 L , BS-H 4148 BS-L
AUREREE , DX 4155 BS—H 4LE R E% .
212 REIGHEFEAISMEAS NS 41K BRSUIBEIE |, %
VA S SR €, JERP K TR L I 5 LPS 41K FROSUN &
FEAGE  RURE IO, (G 2r , S ATREAS , B b ik, T L3S
I AR B BCFE S 3E ; BS—L 41\ BS—H ZH A1 DX 4L XUif 721, 7K
Jith, 3843 T WL ESCLE I, (IS 2T, S TFRE S s 5 NS AIAR L,
LPS £\ BS A [A] 31 F FU2H e DX 25 A Bt i A A5 4 ALL
FH; 5 LPS YIAR L, BS AN [R50 1 T 41 K DX 2 Ml 0 i 475
T 4% 3 BS—H 21 %8¢ BS-L #0314 %% , DX 21 % BS-H 414
i
2.2 BSx K R dn B 8 i 6 R

NS4 . LPS41 .BS-L 41 .BS-H 41 .DX 2 K Ui 21 W/D
Ll B 4.443 £ 0.388, 7.572 + 0.352., 6.514 + 0.261 ., 5.723 =
0.368.5.063 = 0.437, A 8] L 22 5 A it L (F=67.632,
P<0.001),
2.3 BSAF &4 K R4 9% B HOR 69 %A

5 NS YA Fb , LPS 4 Kk BT 4 2085 T X2 AT L 235 ¥
R, B A0 A5 BH S e, A s D H I F o6 B A% it v [
i 348 JE 8 Bt v 2 R A G 5 BS ) 7 £ 20 K DX ZH KRR
JiliZH 20 bR BB AR I e o LI 1. 541K RUI 4 20 HE 22
8,955 BB 4 43 9 R 1.667 £ 0.516., 8.833 £ 0.753 . 6.333 +
0.816.4.667 + 0.516.3.500 + 0.548, 45 FIER&HEFHEG
P23 X (F=108.669, P<0.001) , 5 NSZHAI e, LPS 4 \BS A
[ 50 & T W4l DX 4 L id 4 (5 F+ & (1=-19.308, -12.573,
-8.082,-4.939, 4 P<0.001) ; 1fif BS A [R)5 5T Tl . DX ZH %2
LPS 4 [ (1=—6.735,-11.225,-14.369,, 3% P<0.001) ; H 7,
BS-H 41 4 {8 # BS-L 2 &A% (1=—4.490, P<0.001) ; DX 414
BS—H £ [441% (1=-3.143,P=0.004) . VL& 2,
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D. BS-HZH K RUMIZI4HE 5 ( % 100)

>

E. DX4UR FUM4HZIHE (0 ( x 10)

1 BAKXBRMALHERE(x100)

a
R 04
B b
] T
g
" [
p T
g 5 - d
o s
0 T T T T T
NS4 LPS4 BS-L#4  BS-H4 DX4L

VE:a, 5 NSHIAHI, P<0.01;b, 5 LPSZ4HAH I, P<0.01 ¢, 5 BS-L 4
M, P<0.01;5d, 5 BS-H 4HAH I, P<0.01
2 BAXRMMALHE LEFIEITED LR (x +5,n=6)

2.4 BLAKFAFCMAM ARTLLL2 o M1 A B vk dm i g 4 bk

FCM K fifi 41 20 CD68 A i 1) il i L W 241 Jifa 11 CDSO
FRich i M 76 5 I 200 B, 00 ML W A e T o 4 B, A
R 3. 45 R4 Bk S/ Gk 8 L (F=598.853, P<
0.001) , NS ALl 41 20 - M1 FUAK Ak g 20 i 2k 2 3K 5 5 NS
ZHAH L, LPS 4Ll 4 40 M1 2R 15 g 41 e A Ak 1 40 HE B g 3
Jin(1=-42.564, P<0.001) ; 5 LPS 20 A kb , BS-L.BS-H . DX 41
ML R AN A Ak T 43 H R R AR (1=—6.824 . —12.378 |
-28.670, ] P<0.001) , H: " BS-H 4 F 4 b %% BS-L 41 B 1%
(1=-5.554, P<0.001) ; DX 4 % BS-H 4 F& 1% (1=-16.292, P<
0.001), WL 4.
2.5 Real-time PCR # ] & 20 K & M 28 22 TNF-a . TL~1B.
NF-kB p65 mRNA A8 3¢ £ ik K -F

NS4 .LPS4H .BS-L4H .BS-H 4 .DX 4 S Ak [H] TNF-a
IL-1B .NF-kB p65 mRNA A X Rk K V2= R B H H iR
X (F=111.620, P<0.001; F=116.725, P<0.001; F=109.217, P<

0.001), 5 NSZHMIH, LPS 2H . BS—-L 41 . BS—H 2H & DX £ K il
JiliZH 41 TNF-a mRNA \IL-18 mRNA ,p65 mRNA A%} ik i
T+ %5 (TNF-a mRNA ; 1=-19.357 ,-9.635 . -6.029 . -3.056, P<
0.001,P<0.001, P<0.001 , P=0.005; IL-1p mRNA:7=-23.101,
-9.826.-6.104.-2.974, P<0.001,P<0.001.P<0.001 . P=0.006;
p65 mRNA :=—-18.929 ,-11.243 ,-6.437,-3.308, P<0.001 , P<
0.001,P<0.001,P=0.003) , 5 LPS #H b &5, BS-L 2 . BS-H 41
K DX A X 2235 B K (TNF-a mRNA :/=-6.370,-13.328 ,
-16.301, P 1 <0.001; IL-1B mRNA: 1=-13.276. -16.997 .
-20.127, ] P<0.001; p65 mRNA:1=—7.686.-12.492 . -15.621,
¥ P<0.001) , BS-H 41 % BS-L 41 [& it (TNF- « mRNA: (=
-3.606,P=0.001;1L-18 mRNA (=-3.721,P=0.001;p65 mRNA :
1=—4.086, P<0.001) , DX 4145 BS-H 41 TNF-a mRNA ,1L.-18
mRNA , p65 mRNA [ (TNF-a mRNA : :=-2.973, P=0.006;
IL-18 mRNA: =-3.130, P=0.004; p65 mRNA (=-3.129, P=
0.004). W1,
2.6 BS3 &K R BALF P TNF-a IL-1B K-F ZALE) v
NS £ \LPS 4 . BS-L 41 . BS-H £ . DX £ K il BALF
TNF- o, IL-1B B4 1] 22 53 6 48 i1 % 2 L (F=62.199, P<
0.001; F=277.385;P<0.001) , 5 NS4 Akt , LPS 4 . BS-L 41 .
BS-H 41 2 DX 4 K Fl BALF th TNF- o, IL-1p ¥ & T+ &
(TNF- a: t=-14.209, -10.036, -6.299 , =3.257, P<0.001, P<
0.001,P<0.001,P=0.003;1L-1B ::=—28.871.-16.293 . —6.280,
-2.989, P<0.001 , P<0.001 , P<0.001, P=0.006) , 5 LPS #1 [t
5 ,BS-L 41 \BS-H 4 & DX 4 ¥ & B MK (TNF-a: 1=—4.173 .
-7.910, -10.952, #J P<0.001; IL-1B: 1=—12.578 ., -22.591,
-25.882, #4 P<0.001) , BS-H 21 % BS-L 4] TNF-« . IL-18 %
I (TNF-a: 1=-3.737, P<0.001; IL~1B: t=-10.013, P<0.001) ,
DX £H % BS-H £ F I (TNF-a : 1=—3.042,, P=0.005; IL-1B : 1=
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100 000 =

50 000 =

60 000 =

40 000 =f

20 000 =f

T ™ yrery
0

Comp-PE-A :: CD80

A. NSHZHZN E WM R AL KT

100 000 =

80 000~

60 000=

40 000=

20 goo=

100 000 -

80 000 =

CD80
60 000 = 155

40 000 =

20 000 -~

o

Comp-PE-A :: CD80

B. LPSHLi£A 2 P 1 W20 M 1 AR fb 7K

100 000 ~

80 000 =

60 000~

40 000=

20 000 =

Comp-PE-A :: CD80
D. BS-HZ4LiZH 2P 20 M 1R A 7K

3 HEXRAHELRNELRYM M1 RLKTE

v ™ v T v T
o

Comp-PE-A :: CD80

C. BS-LALiZH 24P 5 W20 i M 1R Ak 7K S

100 000 =

80 000

60 000

40 000

20 000 =

L m ' 1 L T
o

Comp-PE-A :: CD80
E. DXZLIG41Z N B REA M 1R Ak K-

-3.291,P=0.003), W32,

R2 KHAKXRBALFH TNF-o. IL-1BiREHZ (pg/mL,s,n=6)

50— a
i
~ 404
® e o
3 o =
lm
2 a
2 20—
= ==
g
<
o 104
s
0 1
| ! | I !
NS4 LPS#4 BS-L4 BS-H4L DX4

W :a, 5 NS, P<0.01;b, 5 LPS AL, P<0.01;c, 5 BS-L4
M, P<0.01;d, 5 BS-H 41 It , P<0.01
4 BAKXBRMALAIMI/EEMEEEESL (%) (x £5,n=6)

#1 ZAARIHEL TNF-a mRNA.IL-1BmRNA.p65 mRNA
Xt FILE (x £5,n=6)

2051 TNF-a mRNA IL-18 mRNA p65 mRNA
NS 21 1.007 +0.132 1.009 + 0.159 1.009 = 0.151
LPS#H 4.594 + 0.643" 3.727£0.410°  4.678 0.636"
BS-L4Hl  2.792+0.200"  2.318+0.298"  3.188 +0.166™
BS-H4l  2.124+0.133"  1.752+0.116"  2.257 +0.287""

DX 1.574 £0.16™"  1.369 £ 0.054™"  1.650 + 0.164"

H:a, 5 NSAHAM I, P<0.01;b, 5 LPSAH A I, P<0.01; ¢, 5 BS-L4H
ML, P<0.01;d, 5 BS-HZ1 A0, P<0.01

2551 TNF-« IL-1B
NS#H 11.382 + 1.680 25.576 2.170
LPS#H 61.113+9.751° 116.351 +7.976"
BS-LAH 46.507 + 8.392" 76.803 + 6.675"
BS-H#{ 33.428 + 3.167™ 45322 +5.373"
DX #1 22.783 +2.318 34.973 + 2,55

W :a, 5 NSAIAH L, P<0.01;b, 5 LPS 404 [t , P<0.01; ¢, 5 BS-L 41
I, P<0.01;d, 5 BS-H 4HAH ., P<0.01

2.7 WB#& R K F AR TNF-a NF-kB p65 & & & ik K-F

BRI ZHZUP TNF-a NF-kB p65 5 1A LE 5.
25 R W] TNF-a \NF-kB p65 7 [1 3218 Bk 25 57 (F=
354.402, P<0.001; F=206.775, P<0.001) , 5 NS 41 A It , LPS
ZH . BS-L ZH . BS-H £ J% DX 20 K fUili 20 41 TNF-a . NF-kB
p65 75 225K T (TNF-a:1=—31.497 ,-26.551 .~ 18.126
-5.177,3J P<0.001;NF-«B p65::=-25.177.-17.152 ,~12.553 ,
-36.714, P<0.001 , P<0.001 , P<0.001 ., P=0.001) , 55 LPS 41 [t
4, BS-L41 \BS-H 41 & DX 41 2K 11 R IA K PR (TNF-u: 1=
-4.946 ,~13.372,-26.319, 1] P<0.001 ; NF-kB p65:1=-8.024 ,
-12.624,-21.504, 4 P<0.001) , 5 BS-L 41 HL %% , BS-H 41 %
& (TNF- «: 1=—8.424, P<0.001, NF- kB p65: 1=—45.994, P<
0.001) ,5 BS-H 41t , DX 41 FEAIK (TNF-au: 1=—12.951, P<
0.001; NF-kB p65:1=—8.881,P<0.001) , iLI& 6.
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ALVARDS S Il R b5 W) 2 fa e 2 — , H:
DA il 25 ARG Ll A0/ 00 3 A9 2 R L e A T 1
P R e 7 ] AU 4 I R A O Y5 A 7K P Ay
PRRRAE , ELAT I8 P02 i B RE A, 45 JR A REE Bt 4
WAk TUIEMN M, Hit, #F— 2058 ALY &AL
il & BUHT R 254 X ek AL E I BUS oo S

H BT 5T % 38 ALI/ARDS 5 %0 58 3 B8 3005 L 4R
AR 3 20 R 1 XU D S L Rz 400 B A P B 40 gt

P57 SR, A G B ™ A= 40 i DR, 20 R
A ML 2R T 19 2R 5 S5 5 01 AL 2L i s
AR . O T SR SRR R 0
REAME = A K AN T 8 A T A . i
HZ3H , ALI/ARDS 5 & 1Y BALF 1 1L-6 1 1L-8 ik
IR R, Y R AE & A I TL-6 A IL-8 Al 3l 3o 4
AR5 538 B A ™ A RORE R by, e E ALL
JR, 2 E I 40 TR A0 A R S A Sy LPS,
Al A% T 54 22 G 28 A0 2R B O ST L BRI R P A
Ji, S ECR Go bk RAE SN F A B B R AR N Al
LU, AE LPS U5 S 19 ALL/IN FUBE R Hhoiil 22 2] (1)
IS P P 200 R I 7 i LA % 7 B i 5 46 i 61497 45
s B AR AR A, 5 NS ALY B0 R s B R AL,
B AT GBS LPS A3 2808 53-8 i 760 25 Ay ol 5 7™ =, M
18 75 24 A7 A A, R 21 A A S 4k A
SEVB A 9 i R M ] Jo % 2B B S K i
KA ALL BT LALPS 7] LA 2 N F T ALL S )
7 AFEE G T RRE N F kS LPS A B
KA R B ALY, AR S ALLBCRYPPAN A
Y, ARF ST LPS 4K RS ALL K RUAT hy 24 s —
0, LPS 4l K BUI 42U R B8 T MAR A& ALL Ji B A
fiIF o LPS 2 K U2 20 W/D HeAE 30 BR 41 TH s, 156
W1 LPS AT LA 0 oK BN 1487 3@ 35 . 53 41, ELISA |
Real-time PCR 1 WB £l & 3t LPS 21 K { BALF #l
il ZH 21 TNF-a IL-13 IR AT, 456 ALLR
SiE ST A RE B, DL 25 3R B LPS 15 5 1 K B ALL
BEAVHENT ), 7T AT 5 455 5
AL E WA S S T ALL &4 & i 4
i J2 il 38 9 R 2 7 N 98 RE S R B ) 2B 90 1 440
J A i A3 405 S A e T 440 i R 4 e R
TR AR R, e A 200 e R At 8 i 40 i 4
IEVIE | 78 S AE 19 i ol B ik e v g ¥ E AR R,
b AMLJE il P B I 40 0 & A T 1 0
FLAG v B mT S AR S A SUOR BT I AR 4L, T DA
fE g M1 R s M2 B MRS A i
TNF-a . IL-18. [ 24 ifi /1 & 6 (interleukin—6, IL—6)
SRR G T, M2 R I i i T A R A A KA
¥ —B1 (transforming growth factor—beta 1,TGF-B1) .
IL-10, 140 B A -1 Z AR FE P05 (interleukin—1 re-
ceptor antagonist, IL—1Ra) Z T R K 15, FEARMFF
LPS 75 5 19 ALL K BB A v 3 2 A i 27 25 21 R
M1 2 E A R L7 5, 9 HLm 20 20 & BALF
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TNF-a IL-1B FY Rk T+, R W] LPS 7] LU 3 AM
B M1 AR AL fR HE G R R = A . DL 25 2R i
I M1 AL T BES S T R B ALY R IE HE R

NF-kB 752 Fh2H A G0 b 2 A7, ]kt
5 BANM « - FREERISR T 25 A IR 2R OE R Rk
AL I8 IO 2 K S E RN R T R 4 A SRR o
HHLARSZ NSRBI, NF-B AR 5
) DNA L i 456, IR sh ZFh e R I 11 e sk 5 3%
ik, B IL-1B8  IL-6 . TNF-o 2542 REY) BT . T 3%
SEfi 5 R Al i — 20 DL A 43 5 SBE NF-kB A5
5, R RAE IR NP, Moine P A2 5F A& B
NF-kB {5 51 % 7E ALIVARDS £ 25 1% il v 5 15 41 fi
LA PR E . EARRESE PR & B LPS i 5
f ALL K BB IR i 41 48 NF—«B p65 #i5TH . HA
B ZIWHEGE W, 06 NF-«B #0057 A 3%
ARDS™, I, NF-xBil 25 T LPSi T
KEALLRE , X 53422 5% 55 0 SOk s —
FHP, Luan GX 4E™IE LPS 53 1Y ALL/N AR A rh
R, A0 NF-wB 38 #5292 30 i M1 8B 05 40 i i
1k, L FEAR LPS 5 S A9 ALL/NFUSET- R A5
W &I LPS 7553 1 ALK BRUBE 7R M1 AR Ak EE 451 T 55
JIT LAHEI NF-«B W] figid o 2 #F M1 b2 5 LPS
PR BALTEERE

ALLE ™ 5 1) RAE R , WA B i) T H 45 5
e ARDS . Il IR b 3= S0 5 T 9 Bl ALLE i
B T2 [ A 2 i B B B B 1 40 L PR XL
J5 i KA EEAEH  H eI RS TR ™ =R
R, BT L) 34K BB A R0 9 0 S g i PR 2 21
B HEIVET/ING 25902 HET ALIVAY TR
MERE Bl KK ) R R 2 Bk B 2 I R 41
EBH Hh R 24 K A RO oy #E B 1 ALL TR AT — e 1
IR AR MR IR R AL 25 52 T BOE P
BT R4 I 20 5 A S 4 E 1) A ) 2 e
BS H AT EL Ak A ARk 27 45 40 Sl R 51 2 B 24 U
WSS . N THRR BS 275 1 LA M KB ALL AR
WFFEEE ST T BS T b 3K BV FH LPS 15 5 1 ALLASE
AU, BN [R) 57 i 19 BS TAR B JS , BALF A1 4 21
1 TNF-a  IL-1B . p65 Y R ILFEAL, #2715 BS AT LAk
BRI A AR B, O HLR A AR s o T2
WF5T BS 2 75 18 5 9835 AM WAL 2% i ALL, A WF 5% 31
i A A 2 B ARSI T AM AR AL, & BN FH BS

Je M1 AR AR Fe B AR o TR AE , BF 5% & B0 FH BS
ALLK BUITZH 2 NF—kB p65 (2355 . BS A [a]
T LA A, M1 AR K (TNF-a ., p65 25
FIRAKT- 5 BSWRE R UK R, AR LRSS
eI BS AT LU0 6 NF-wB 38 #3505 , i M1 Ak,
WD 9 PR BRI, AT 2% fiff LPS 75 5 1) K B ALL
PERR . M ZERAS B SR KPR PN EER SH
B E AR, I N T 2 R, AR S
T FF 4 FE KA Ry BH P X R X HE W% BS BT 5K
16 FR S5, DX ZH W TNF-o IL-1B . p65 [ #E 3k
DL e M1 AR AL 7K -85 BS AN ) 51 L B AR, BS AN [+]
FHE T L Y7 8508 DX 4L (5, 3 AT RE -5 % i ik
ZAE NS 254 AN ALL 0B R 5E A O, ] fig
55 BS /KPR AE PR B 2200 56, AR ] LLitE— 25
W B 45 25 )7 ] BE S X — Bl o

ZE [ ik, BS AT RE AT LU ] NF-«B 15 5 i
(R, T A ) I 20 e M1 B AR A, D e A
Jo AR PR B 7 A S R, DTS AL
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