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DIRBRIERONFEZ i 37 =S e [ Eint i Wi AR kAR
TLR2/MyD88 {5 718 [ 4 5% el
ME ARkE WEHR AR KIL K24

[(HE] BH FRUAURXIEZH (LPS) RSB 2 EMii05 (ALD KR Toll FEAZ 44 2/ $HE 7L
T 88 (TLR2/MyD88) i@ 1 TLR2 , MyD88 A% 57 M F —xBp65 (NF-«xBp63 ) JAH KR M8 [ 4F 1 B R G
PR -1 (PAT-1) kA . ik 90 HUErE SD K RIRBEHLA T F 140 B R4 (n=18) AR 4
(n=24) T (n=24) AEFWA (n=24). HIE N A LPS 0.5 mL/kg J7 ik ALLBLHY S HRZH i A 55
aAERER K 1 h R ECISh Ik i T LA B I AR 2 P iR A A s AT IR AE 32 ~ 34 CL 36 ~37 °C, &)
M4 ARSRAAREAIN T B 435 FHIBET RIBUS 1 h L FBUS 1. 6., 12 h #4710 07 20 51 F T BUR
1. 6. 12 h ZIE KR, G5 F WA ZH U B AR IR T2 8 S 1140 s BRDE S e R S (ELISA) I S0 <
[ HE BRI (BALF) Y PAI-1 48 3836 s [ % ok - RGM4E N (RT-PCR) #:l fifiZH 4! TLR2 mRNA . MyD88
mRNA ik ; B H B RE R (Western Blot) Kzl filiZl 4! NF-xBp65 B H#ik. &R WA LPSJ&7, %4
A TREL (PaOL/FiO,) W] KA, Bl 20 245 0 i e, il 461 53743 . BALF Hf PAI-1 JifiZH 21 TLR2 mRNA | MyD88
mRNA | NF-kBp65 # [1R BB BT, 45 T WARERIRYT )G 25 48 b4 W] 10 oless , WARTRLY T R 54k 6 h i 2%
R F5EE 6~ 12 h TRBIR #5554 e 3, WA AL PaO,/FiO, (mmHg, | mmHg=0.133 kPa) T T Hi)5
1h,6h BT (1h:402.49+38.61 [¥ 324.36+28.93, 6 h:349.72+98.20 It 284.35+13.68, 44 P<0.01) ; Jlili
WS (43) THHUS 1.6, 12 h BIRFEE (1 h :6.04+0.74 £ 7.96+0.65, 6 h : 9.09+0.80 £ 13.13+1.02,
12h:10.79+1.42 [t 13.42+0.68,%) P<0.01) ; BALF /1 PAI-1 ZE ik (ng/l.) T TS 1. 6, 12 h B1E FF%
(1h:121.36+4.62 [t 197.74+9.42, 6 h : 230.53£10.76 k& 294.06+16.60, 12 h :270.48 +13.20 [
319.40+10.24, 34 P<0.01) ; TLR2, MyD88 #J mRNA ik (27*°) FFHiJ5 1. 6 1 12 h ¥JBH & F % (TLR2
mRNA £ 1K 1 h :2.1840.26 [£ 3.04+0.39, 6 h :4.09+£0.29 [£ 490+0.35, 12 h : 6.02+0.43 [t 7.10£0.54 ;
MyD88 mRNA ik 1 h :2.25+0.41 [ 3.04+0.30, 6 h : 5.67+0.55 £ 7.01+£0.76, 12 h : 7.14+£0.60 It 8.87+£0.54,
¥ P<0.01) ; NF-xBp65 FHH#3A (A ) F 15 6 h.12 h IR FFE (6 h : 0.31+0.08 H£ 0.53+0.12, 12 h :
1.05+0.17 [ 1.76 £0.35,3 P<0.01), ¥R SIEEEA T HUS K600 AR ZE R TG B L &it
IR AT 8 5 F ) TLR2/MyD88 3 #H TLR2 mRNA . MyD88 mRNA . NF-kBp65 MAAKEJNERE H PAI-1 UL,
XF LPS WAL ALL K BUMZH U Ay M H
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[ Abstract] Objective To investigate the effect of hypothermia on the expression Toll-like receptor 2
(TLR2), myeloid differentiation factor 88 (MyD88), nuclear factor—xBp65 (NF-xBp65), plasminogen activator
inhibitor—1 (PAI-1) in the TLR2/MyD88 pathway in rats with acute lung injury (ALI) induced by lipopolysaccharide
(LPS) inhalation. Methods Ninety male Sprague—Dawley (SD) rats were randomly divided into control group
(n = 18), hypothermia group (n = 24), temperature controlled group (n = 24), and temperature—uncontrolled
group (n = 24) . The ALI model was reproduced by 0.5 mL/kg LPS intratracheal instillation, while only normal
saline was instilled intratracheally for control group. Arterial blood was collected and physical cooling was started

1 hour after instillation. The body temperature was lowered to 32-34 °C in hypothermia group and 36-37 °C in
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temperature controlled group, and no intervention was used for temperature—uncontrolled group and control group.
The arterial blood gas was determined in all the groups before and 1 hour after instillation of saline or LPS and 1, 6,
12 hours after intervention. Rats were sacrificed respectively at 1, 6 and 12 hours after temperature control therapy,
the morphological changes in lung tissue were observed under light microscope. The protein expression of PAI-1 in
bronchoalveolar lavage fluid (BALF) was determined by enzyme linked immunosorbent assay (ELISA) . TLR2 mRNA
and MyD88 mRNA transcriptional level were determined by reverse transcription—polymeras chain reaction
(RT-PCR) . NF=xBp65 protein level was determined by Western Blot. Results ~ After instillation of LPS, the oxygenation
index (Pa0,/Fi0,) of each group was decreased obviously, the damage of lung tissues was aggravating, the lung injury
score was increased significantly, PAI-1 protein in BALF and the expressions of TLR2 mRNA, MyD88 mRNA,
NF-kBp65 protein in lung tissues were increased obviously. Each index was improved by therapeutic Hypothermia,
the effect of which was best in using a cooling period in the 1-6 hours, while might be benefit at 6—12 hours. Compared
with temperature controlled group, PaO,/FiO, (mmHg, 1 mmHg = 0.133 kPa) at 1 hour and 6 hours of hypothermia
group was improved (1 hour : 402.49+38.61 vs. 324.36+28.93, 6 hours : 349.72+98.20 vs. 284.35+13.68,
both P < 0.01), the lung injury score at 1, 6 and 12 hours were significantly decreased (1 hour : 6.04+0.74 vs.
7.96+0.65, 6 hours: 9.09+0.80 vs. 13.13+1.02, 12 hours: 10.79+1.42 vs. 13.42£0.68, all P < 0.01), the PAI-1
protein (ng/L) in BALF at 1, 6 and 12 hours were significantly decreased (1 hour : 121.36 +4.62 vs. 197.74+9.42,
6 hours : 230.53+10.76 vs. 294.06 +16.60, 12 hours : 270.48 +13.20 vs. 319.40+10.24, all P < 0.01), TLR2
mRNA and MyD88 mRNA expressions (27**“) in the lung tissues at 1, 6 and 12 hours were significantly decreased
(TLR2 mRNA 1 hour : 2.18 +0.26 vs. 3.04+0.39, 6 hours : 4.09+0.29 vs. 4.90+0.35, 12 hours : 6.02+0.43 vs.
7.10+0.54 ; MyD88 mRNA 1 hour : 2.25+0.41 vs. 3.04+0.30, 6 hours : 5.67+0.55 vs. 7.01 +0.76, 12 hours :
7.14+0.60 vs. 8.87+0.54, all P < 0.01), NF-kBp65 protein expression (A value) at 6 hours and 12 hours was
significantly decreased (6 hours: 0.314+0.08 vs. 0.53+0.12, 12 hours: 1.05+0.17 vs. 1.76 +0.35, both P < 0.01) .
There was no difference in each index between temperature controlled group and temperature—uncontrolled group.
Conclusion Hypothermia can down-regulate the expression of TLR2 mRNA, MyD88 mRNA, NF-kBp65
protein and PAI-1 in the TLR2/MyD88 pathway to protect lung tissue of rats with ALI induced by LPS inhalation
from injury.
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Hypothermia ;  Toll-like receptor 2 ;  Myeloid differentiation factor 88 ;

Nuclear factor-xBp65 ;  Lipopolysaccharide

AR (ALD W] th Z R 8o K 2 5380, /7
FE R IR AILHIAS R g LA BRAR AL 5B 2 S0 .
T 20 IA A ALL A9 7S J0T 2 4 B 98 0E 2 I A Ml 350 1)
T, EERIAEN L — BN SRz W,
T ALL &R AL Ko B A BRAR TR A & Z b Ife R X
W TCRRIRIR YT O ik AN AT ST 45 R R
WARIR AT ALL VAT PRS2 —E VRN ABIFSE
W T ARIR T 1R ALL 9858 W) Toll #5Z
1A 2/ BEREAMALIN T 88 (TLR2/MyD88 ) il i Je: 15 3%
S50, 3 ] AT R A Bt LR B A FH 1) G A
2, DU ALLIGFF b e /ER
1 #MEl57HE
11 SRS o a8 s HUEE SD R 90
5T 5 280 ~ 350 g, I I ) PG BERFR A7 sl 4 S
L, A RAIES . SCXK (F) 2009-0002. 44 8 bifi
PLECF R KBS M BB (n=18). MK 40
(n=24) FRA (n=24) FAEEEL (24 H) 4 41,
1.2 ALL A i 57 R BRUG 20 8 22
Bk, BB IK R B LA UL AR A HLGE S

GHS S0 MR 80 IR /min, FEIE H 2:1, 11,
20 ml/kg) 30 min JE il S NI A 200 mg/L
g 24 (LPS,0.5 mL/kg) 57 ALLAE I b i 21
SENTHASE AR, BB 1 h B3 LA
P T, iR AR 2 T vk AS K sh Wy e iR A
U, 3 P T IR A5 HIAE 36 ~ 37 °C.L 32 ~34 °C; %R
A AR IRAUR TR RS

ARSI Bk BT EAT B SR B AR
1.3 RS AR KO THRIBRTAHIES 1 h (R
B LA THUS 1. 6. 12 h B agh kil ; T T
J 1.6, 12 h #4bFE 8 HA R, B8 B S S8 i vt v
VR (BALF) B lig SURAFRFI
131 ST : A R B A O s ] e B 31
kAL 3 ¥, T 15 min WIEFTEHIK LS 50T .
1.3.2  fili 28U FMLEE  BCAC M, FH 10% 22 58 W
2, IR E - JH4L (HE) Yefh, eds T g, #i 8
Mikawa 25, D760 7 0L ¢ 0L i 960 8% 3 )R R0 (38)
75 B FIEE T ot 6 s s o A e ek 0 i 92 1 i 2R
A5 4 TR BRIEA TINS5 B 5 4 5 T2,
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1.3.3 KA ffH A 5e: (ELISA) il BALF Hi4f
TR IR MM 7R -1 (PAI-1) ik U Al g AT

RITET, P<0.05 NERAGHTFE L.
2 & R

il v 6E 1% , W 4B BALF, B0 B F W5 &, R ELISA 2.1 Bk (8 1) X BR4H S2 6 0 a] S 538
A PAI-1 35, B (PaO,/Fi0,) JoBA Bk ZAE (¥4 P>0.05); AR
1.3.4 Skt - BABHE RN (RT-PCR) R ffiZH PR AR IR AL HIRE S 1 h PaO,/FiO, ¥R A2

21 TLR2 ., MyD88 (1) mRNA &3k : Bl 21 21 50 mg,
FEBUE RNA, S 55550 ¢DNA LB 2 ul BEASTF 20 ul
RA P AT 9O B PCR 3G, 75 S 45 R0 B
10 uL =W &A1 B TR Y B 1.5% Bl bk Bk
EHLTK o DA =B Hh i = (GAPDH) AN Z:,
F FH 27%4% 1 XF TLR2/GADPH , MyD88/GADPH %
IRIKF-HEATAHXS R o

1.3.5 HHFURZEEE K (Western Blot) £ i
2 AUrh R R A% % 5 IR F- —xBp65 (NF-xBp65)
Tk WU LR IEE A, DL Bl ik Em
FERLT 48 10% + 0t FEORIREN — JR T Mk 25 i
HiUk (SDS-PAGE) J55% 7% % 5w — 3 L& (PDVF)
I E 5% BERE WA R B 1 b, A —BU R 4 Cid
VR I P IRFE IR | h, Ve 28 A0k
il (ECL) Bt B e, WSk GAPDH,
L NF-xBp65 5 GAPDH 2545 OB (A) H HAA
7R NF-xBp65 H HF&ikim

1.4 Giil2gJ k38 H SPSS 16.0 Geit o0 #r ik 444k
PR TR ORI + bRdE2E (i +s) o 4
DAL ) S48 R FH 58 A BE AL IR T ¢ A6 065 B 5 K]

W] 5 FEAIK (3 P<<0.01), Ui B LPS W A3 ALI 555
AR, B ALL &R, WAL iRl Ak in
20 PaO,/FiO, BlA M I SR HFEE T R 3 AR
T R AR R A s AR R AT 22, TS 1 h,
6 h Pa0,/FiO, 5 = T iR 41 AndEF= iR 4 (P<0.05
8¢ P<0.01),/H 12 h I EER

2.2 BALF 11 PAI-1 ik (3% 2) « X HEZ T 45 B
[ &5 BALF H PAI-1 AT 8 AR 1k, ¥ 40 T 3L Atk
AP WARIR 2 P iR AR iR 4 PAT-1 FRakBE T
T FSF o] A0 2 iR A, 45 B ] i 350 38 2 1 %
4 (¥ P<0.01), WARIRAL T W5 4B A 55 PAI-1
FER P AR TR A AR R (3 P<0.01) 5
I AL S AR s 4L Rl JE A i 22 5%

23 il ZUR A (B 153K 2) 68 T ST
TR 2 45 Bsf (i) 5 i Y0 55 ) S0 2, Tl (S L2 i P ek
AR, WAL 1 h B il B e, R 1E 5 Al v fiss )
A SRR HE L 5 6 h I RE SR A TR
i A 1 I B R M 2 B 225 12 IS i IR BE ¥ e K
A S AR, it S A PR AN A T KK 22, 38 I RO
Ao 0 A R 42k 4 B T (R 4% i 9 B % i

R 2GR BRI ET S 20 E] 5 PaO,/Fi0, AR L AR (i £5)

_ Y Pa0,/Fi0, (mmHg)

- 029 I HIBS 1h FHG 1h FH5 6h FH5 12h
Xif iR 2 18 466.63 +22.25 455.43+33.31 465.13+13.17 451.64+17.54 457.06 +25.06
AR 2L 24 469.40+25.57 331.44 +55.59" 402.49+38.61" 349.72 +98.20" 241.20+15.29"
EIRA 24 458.04 +26.83 330.15+35.82° 324.36 + 28.93“" 284.30+13.68™ 233.40 +28.64"
ARfEiR AL 24 463.00+22.52 32991 +21.72° 316.15+ 19.94“1’ 263.22 + 57.10“" 220.25+ 6.29"
F1& 0.943 59.951 31.899 13.416 167.235
P{H 0.424 0.000 0.000 0.000 0.000

T : PaO/FiO, A ATEEG 1 mmHg = 0.133 kPa ; 50 HRZH UL, “P<0.01 ; S ARIRLL LS, "P<0.01, “P<0.05

F2 o 2ERAR R BRI ¥ 5 45 B (E] 25 BALF h PAL-1 FIAG5 0750 1A AR R4 (2 +5)

- EILEe PAI-1 (ng/L) IR PES (43)

: GO FHF 1L TFHiJF 6 h FHF 12h FHUF 1h FHUF 6 h FHUF 12h
X I 6 66.39+ 0.45 66.65+ 0.69 66.79+ 0.75 1.11+0.50 1.33+0.37 0.94+0.14
AR 8 12136+ 462"  23053+10.76*  270.48+13.20™ 6.04+0.74° 9.09+0.80™ 10.79+1.42"
R4 8 197.74+ 942" 294.06+16.60™  319.40+10.24™ 7.96+0.65" 13.13+1.02""" 13.424+0.68"
EE e 8 196.64+16.03" 30041+ 9.75"  328.41+15.12" 8.17+0.59™ 13.00+0.98"" 13.38+1.08""
F 1 283.490 590.922 707.739 173.192 274.885 229,598
P 1 0.000 0.000 0.000 0.000 0.000 0.000

T BALF NS IRVEDEW, PAI-1 LRI BRSO AR -1 SXPIRALE, P < 0.01; SIRRALILE, "P < 001; 54

HTHUF 1h Heke, P < 0.01; SEAATHIG 6h LE, P < 001
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Yef HHZH.

FHifELh

FHifE6h

THiEI2h

1 J6HE T B SR £ K B i BE 1 I T2 4 B i A

FERAL ISR

Xof BERZEL 1 PB4 IR 18] s Bty B8 e %, R L BRAR Ut v B e

JE, B A AR B o AL 1 b Ay B e, UL Mg i oAy L/ Ak o B A ek SRR AR R 4 5 6 h I fil
HLBESERE BRI I P9 ML R S A I SRR T 22 5 12 b Il o o 5 , TR, ) i e Ak AN R B i A
W2 ATBEWIBIE A PO ZARSRAL 1 h L RE S S50 el P9 WA 2t i, S /D dek R P A B T sl R A1 5 6 b )
T BE i e A, BT % M PAY Hh L A SR AN T SR A BRI 22 5 12 o S e B E A 5 BRSSP

Z AEHBIE HE ARATHCR

JEE BEIR J R i A o B g P 4 BRI 4 i 2
W FETE B

Ji 453405 P43 S s, o BE 4 99 J 45 st [i) A% it 5
BivEAy JC A A8 4k (2 P>0.05) ; WARIRZH im0
FNAEFR A T P 45 B TR I £ 07 43 24038 0) R
B TR (33 P<<0.01), Ui B B 5 4 . 0
R R AR RA R (1 ~ 6 h) Bk
SR, S (6 ~ 12 h) JC A AR, i
6 ~ 12 h g B 45 35 ey e, IR 40 1 Pl 5 4%
i 0] 55 453 4 743 359 B S AKG T4 iR AU RN R s TR 4
(¥ P<0.01) ; MR 5 AR R AL T 0 22 5.
2.4 Jilig4l+ TLR2., MyD88 /iy mRNA ik (14 2 ;
#53)  AFHRLL TLR2, MyD88 1) mRNA 2 ik Bl T il
Bk ) AR P4 A 1 B S0 A A 5 T IAPRIR 28 (s T S
A L2 D) i s () S T v o AR ZH TS
- IFA] 25 TLR2 . MyD88 /ity mRNA 2345 7K 5 B LA
FEEAMAEEIRA (¥ P<0.01) ;iR AH SR
IR R JCRA i 25 5
2.5 421 NF-xBp65 & H %k (K 3 ;% 4) X
WA 2H -+ 151 4% 1) 8] 5, NF—xBp65 1E 1 #2157k F 54
FE A UL S AR Ak s ARG 2 4 I 4 R A A i A

bp Marker TLR2 bp bp Marker MyDS88 bp

B -
|
300 300
200 200
134 157
100 100

RT-PCR N %51 — RAHHE OV, TLR2 A Toll #EAZ 14 2,

MyD88 S 73 fk A+ 88
2 RT-PCR R St i 05 K BRI EE A RS 12 h i
filiZH 4 TLR2 , MyD88 ) mRNA 335

NF-kBp65 & 1 ik /K - R RpLL Tt a3, BT 1
J5 6 h 12 h i B I e i (P<0.05 8 P<
0.01). WAKHEL NF-xBp65 HEHFE LT T 6 h,
12 h 5 5c s iR AR TR AL I B FEIK (3 P<0.01);
iRl S R A R e 22 5 .
RIS

WF5E o, LPS i CD14 T4 =1k — R 5%
JEJZ R 5 TLR2 KA & 4 F CD14 T4, vl i
it CD14 RIME M S 5454 LPS, A WG R
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RT3 AR R BRI SS A HA] S ZH 2N TLR2 . MyD88 ) mRNA LML LA (v £s)

* 819 -

- L TLR2/GAPDH mRNA (27**) MyD88/GAPDH mRNA (275*)
ZH 5

() THUF 1h TS 6 h THUE 12h THUF 1h THS 6h THUE 12h
Xif FE2H 6 1.06+0.08 1.06+0.10 1.04+0.10 1.00+0.11 1.01+0.10 1.04+0.10
AR IR 8 2.18+0.26" 4.09+0.29* 6.02+0.43" 2.25+0.41° 5.67+0.55" 7.14+0.60™
PR 8 3.04+0.39% 4.90+0.35" 7.10+0.54™ 3.04+0.30" 7.01+0.76™ 8.87 +0.54"
E[EaizEe] 8 3.07+0.42% 5.06+0.39" 7.26+0.49"™ 3.14+0.35% 7.20+0.55" 9.17+0.73*
FAH 55.057 229.680 285.850 26.972 301.657 336.840
PAi 0.000 0.000 0.000 0.000 0.000 0.000

TE: TLR2 4 Toll FEZZ4A4 2, MyD88 MBkE/MLH T 88; SR ILEL, “P < 0.01; SWAREAHILE:, "P < 0.01; SALTHUS 1h

e, P < 0.01; SARHTHIS 6h 14, ‘P < 0.01

Xt .

WAGHEAE A ARERA

NF—«Bp65

GAPDH

FHiE6h NF—«Bp65

GAPDH

THE12h NF—«xBp65

GAPDH

il

Western Blot 2 [ 5 9002 ELIHR IS , NF—«xBp65 N
Wtk s 1 —xBp65 , GAPDH g = W2 H i e it S Al
3 Western Blot Kl 2Rl 5 R U RIS 1. 6. 12 h B
JifiZH41 NF—xBp65 131k

R4 S2EM R BRI H] 5 25 B TR S ZH 2
NF-«kBp65 H [1FA L (x+5)

_ Y NF-kBp65/GAPDH (A fi)

. () FHUS1h  THE6h FHUF 12h
X B2l 6 0.16+0.03  0.17+0.04 0.16+0.03
WAREA 8 0.15+0.02  0.31+0.08" 1.05+0.17"
Pl 8 0.15+0.03  0.53+0.12" 1.76+0.35"
£ (88 0.17+0.03  0.60+0.12"¢  1.73+0.13""
FA 0.246 26.504 88.743
PE 0.863 0.000 0.000

. NF-xBp65 A #% 5% 5% [H T —xBp65; 5 Xf M 41 b 4,
P <005, "P<00l; STRAILE, P<001; SKATHE
Lh Az, P <001; S5A41TTUS 6 h A, P < 001

FER . A BFFEIAK, TLR2 A8 i LPS 254

FH 5 LPS 454, T3 3 TLR2/MyD88 4 P4 i %,
7 A NF—xB 48 4 (R 70, A HF98 & B, 2 LPS 1
AT ALL K FUTIZH 219 TLR2 mRNA FIATEH A
LPSJ5 2~ 13 h (THiJ5 1 ~12 h) EBEH T+
B IF AR SAA 18 505 Wi AR SO B 2 5 4
JINEE, UERH LPS Bk ad B2 P AEAE RAE N T TLR2 |
I, 5 2R EA -2k, REVHRA R

1, (HJ2 T A B IESE #R R W] TLR2 B/ 3 R Vil
VTG 2 LPS 1755 1Y RAE R — A 32 B A
GO GARIE T A 2. I TLR2 W fiE i i
DL M MyD88 (1415 5 % T 38 B OIS A8 A S
25 ALLid#: TLR2 5 MyD88 454 . 4 MyDSS,
MyD88 mRNA Fi# A LPS J& 2 h 2 —E A FTH#
W TR A RN — RIMGE S SRR R R B
K IE R ARAE IR SN, Herh— SRl AR iE 2 [ 95
TR 1 (MPKKK) %805 , S i NF-xB 25
MR , HLA%E S BUR R I IRE F - o
(TNF-o ) 774, TNF- o BRAEEBAEH SN, 4
A0S O3 — RYUGS i aE H, 77A 5 ALL A
KRME I PAL-1 RIS RS, Yfiliif 1- B 4a
L I3 200 i B O 767 PN 2 A R 5% T TNF— o« X LPS
27 KRNI LT ) PAT-1, S S50l 6 e i il 45
PP LR DA X Rl PAL-1 Rt A g B
ZAE BALF i 5, SN A5 . A ALY

AR IRAE A — Bl R IGYT T B R O IR WS |
B LB GO NURESE K i3 47355 7 1, e FHAIL
AT B 5 32 10 0 P L B AR A e ALY
JERAIL S BN R IR A B ST S KA AE AR 4 5
IR, RO IR - R — iR A0 A P R A Az 4 TR
B 55 JRE S P A AR T A DG AR R IR,
AR T TS , SAEFEECT B L AAE R I 5 i
21 2 B AT T B T R S R 2 I
SR e e, WAREAL TLR2/MyDSS i
2% TLR2 mRNA . MyD88 mRNA . NF-kBp65 & 1
F PAI-1 I RIB A AR FEEE T RE, B 5T
B X T] 5 WA A R A G D FRAR AN i A2 14
ARIURRE Sl LPS 52 IR IEE & R T @ [
IR, DTl I 46 DR B B0 TR 7 1) 7 A R
PENTO A T K0 R S8 e R A
BUARN G AVE T, IR Bt AP 8CR

M E FTAH BT 2R T, VAR A4 S A Fsf 7]
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P e 58 AR L B 6 1) T e, (B 9A 7
RS I 1] — BLRA B BRI R AR YA
7 ] — R 4R TE 24 ~ 48 b, H/D A BT 48 h, —H.
It 48 h £ H B ARG IR A EIVE D, iR i i
LN 1PN TR e S N 1 1 /& 8= B
FREE 6 h R R et 4542 6 ~ 12 h Al fiEdkEs  (HIE T
T 12 h B A TR B S R A A s iR 4 g
O CHA B 22 5 ANE LB BT T 1 0 i
HeF 33X AT AE-S 1K BHADIE AR AT 75 R A Y
[ril Bsf 7= 2 7 — SR R A 6, T i T IS AR IR
A FEWUARTT R K, AU TP R i 7 A 1
SRARTH T B B 7T R AR RIOR , 3 2 e e 2 2
LA G AR (6 h Py X EA A
AR (EZ 2] TR B: (12 h J5), X Fh iR 2
TR RERELE , A Ffift— D500 . I E K i &
H B (3 ~ 4 d), K B AR IR 16T I a4 ) Tk
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