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L2 W 3 5 e % ik 280/ 08 48 R B O AL
TLR4—NF-kB—TNF-o il J& 14 2 1)
M ATa B ®OH dE R & o it EzE

WE BB Kt BE 4k (XBJI) AF K R 8 B RS MUK MRS A8 & SOM B T o9 dp 5 1A,
FHiE fEBEAEM SD KR 36 X,/ E(280+30)g, ML A EFA(NA) FA#EZA(BP 4) AA4A
(M 2a) 718 XBJL 4B (XBJI, 28) .+ 713 XBJI 8 (XBJl, 48) . k718 XBJI A (XBJI,, 20) , 5416 =,
i@ id Langendorff & IR, # S8 B/H AR RO UK MR B AR, A ELISA 7 kAl L4 22 & iF
JEIRILE F o ( TNF-a) #938 & ,Western blot 4. JLZL 4R F 4 B T - kB p65 (NF-kB p65) % & . Toll #F
%K 4(TLR4) & G #4 & ik ,RT-PCR #ml s Lz 22 F NF-kB p65 mRNA & TLR4 mRNA # & ik ; w4290
BB E/EER RS IARMERG T, R 5 M Ak, XBJI, 22 .XBJl, 2. XBJl, 285 M TNF-a 49
# = NF-kB p65 & & % mRNA . TLR4 & & % mRNA &35 A REAZE 6 T B, % TNF-a F B2l XBJI,
AR (P <0.01) 9k, 43520 XBJI, A FH% AW 2 (P<0.01, P<0.05);XBJI, 21 .XBJl, 4.
XBJI, 28 8] rb#x , XBJIy, 28 NF-«kB p65 % TLR4 & & K -F 8 24T XBJI, 24 (P <0.05), o £ 5 L4
it FZL(P>0.05) ;M 205 ILLF 4 gk Wr 3L ARSOE %, RBMBIEM, 545 2 E,fm XBJI &2 5 L&k
MIFFN K&, A XBly AR AR, &it REFE XBJI Tidit 474 TLR4—NF-kB—TNF-a 15 5 45§38
I B RSB AR R Ly KRB, vk 4 mLA00 mL 4 XBJI &,

KWW LA ESR BRER BRI A T o BT - kB p65;Toll #%14k 4

Effect of Xuebijing Injection on TLR4—NF-kB—TNF-a Pathway of Rats’ Myocardial Anoxia/Reoxy-
genation LIU Ya-kun'?, HE Jin-bo', CHEN Hai-e¢', CHEN Dan', MIAO Ya-fei', YING Lei'*,YOU
Xin*, and WANG Wan-tie'® 1 Ischemia/Reperfusion Injury Institute, Wenzhou Medical University ,Zhe-
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China; 3 Department of Pathophysiology, Wenzhou Medical University , Zhejiang (325035 ), China;4 De
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ABSTRACT Objective To explore the role of Xuebijing Injection (XBJI) in inhibiting inflammatory
factors associated with anoxia/reoxygenation myocardial inflammatory response of rats. Methods Total-
ly 36 healthy male Sprague-Dawley rats, 280 +30 g were randomly divided into six groups, i.e., the nor-
mal control group (N group) ,the balanced perfusion group (BP group) ,the model group (M group) ,the
low dose XBJI group (XBJI, group), the middle dose XBJI group (XBJI,, group) ,and the high dose XBJI
group (XBJI, group), 6 in each group. The myocardial anoxia/reoxygenation rat model was established
by Langendorff isolated heart perfusion. The concentration of TNF-a in the myocardial tissue was detected
by ELISA. The expression of nuclear factor kappa B p65 (NF-kB p65) protein and Toll like receptor 4
(TLR4) protein were detected using Western blot. The expression of NF-kB p65 mRNA and TLR4 mRNA
was detected by RT-PCR. Ultrastructural changes of anoxia-reoxygenation rats’ heart muscle were ob-
served under transmission electron microscope. Results Compared with the M group,the TNF-a con-
centration, expression levels of NF-kB p65 protein and mRNA, TLR4 protein and mRNA decreased to va-
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rious degrees in the XBJI, group, the XBJl,, group, and the XBJIl, group. The TNF-a expression level de-
creased most significantly in the XBJI, group (P <0.01), while other indices decreased most obviously in
the XBJI,, group (P <0.01, P <0.05). Expression levels of NF-kB p65 and TLR4 protein were obviously
lower in the XBJI,, group than in the XBJI, group (P <0.05). There was no statistical difference in other in-
dices among the three XBJI groups (P >0.05). Myocardial fibers were loose and broken with disappear-
ance of transverse striation, and mitochondrial cristae was dissolved and severely damaged in the M
group. The aforesaid condition was improved after treated by XBJI, with the most obvious effect obtained
in the XBJI,, group. Conclusions Different doses of XBJI could attenuate inflammatory reactions after

myocardial anoxia/reoxygenation rats’ heart muscle through inhibiting TLR4-NF-«kB-TNF-a signal trans-

duction pathway. The best effect could be obtained by 4 mLA100 mL XBJI.
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IV 558 ( Xuebijing Injection, XBJI) &H124
ST TESHR, ELAE JRAT HIH PES I E A2 A K
IO, HARBU A RO G LR B R A IS
W 2R BB AT R LIS 2 b R
A ¥eHE >0.5 mg/mL ATZHEWREE >1 mg/mL, Fgi Rk
J >0.01 mg/mL. Al EmE AR R IR
T AR o T A TR SR RS AR
FH DN RTE 25 9 SO () B 285 57 K- DNA 45
ETETTA BT JOAE AR TG LAA 14 2 32k
AR VE T AW SE 40, XBJII 7E Sl /P 4
PirplE|—E A

R T 25 W XBJII BT R A S 32 450
VERA TR0 AT BEAIL R , A 52 38 R HTHERR 1 #2401
LR, A T A5 5 TR Langendorff
B N B, AT R BB A O R I S 5,
1P WEE XBJI X ik S5 AR BLG LI R P8 A F o
(tumor necrosis factor alpha, TNF-a) \#% K T -
kB p65 ( nuclear factor kappa B p65, NF-xB
p65) . Toll ¥:3Z 14 4 (Toll like receptor 4, TLR4 ) 5
IREEZMR , 0T XB I ] 5 P SO i AT REAIL AR, AT
R PRI XBJII BHIEAARSMEIR T O LR 1L/ PV 1 43
P (it 5 22 1 S5 4K 5 AR B VR LA

57T %

1 ¥ SPF 2% {d B 1 ' Sprague-Dawley
(SD) KR, 4H (280 £30) g, Hy i M BRI K2 5250 5h
PrrpuO B[ SV RTHIE S SYXK (#7)2010 -
01507,

2 lFI AL MR Thomas I {52 8 i A% 4
(g/L): NaCl 6.4284 .KCI 1.1928 ,CacCl,0. 1332,
NaHCO,0. 08401 .MgCl, - 6H,0 3.2528 ({18 1) I
TR AEK A ) s K-H 22 by (g/L) : NaCl

Xuebijing Injection; isolated perfusion; tumor necrosis factor alpha; nuclear factor

6.9251, KCI 0.3578., CaCl, 0.2775. NaHCO,
2.1003 .KH,PO, 0.1633 ,MgSO, - 7H,0O 0.2958 .
Glucose 2. 1997 (# M DL b i s FHHE 4liK A L) 5 K
UM AL F o ( TNF-o) ELISA 3855 & (1 iP5 7
HEYFRHELABRA ) ; Sebi Bl NF-kB p65 2 v B4 4
(ab7970,Abcam) /AT EL TLR4 st pedifA (sc-
293072 ,Santa Cruz) , %t il GAPDH £ 3 B it {4
(P EBUNE ZARHA R AR, BRI A i
(HRP)#RiC £ $ e =91 (ab6721, Abcam ) , Hiifi
ALY (HRP) AR 5T/ N Zht (B m KA
HARMFT) ,BCA HHE ®mIAN & (B REVWH
ARBGETT) |, 25 BC 2 P R e 4 JEE 28 v A TR s T
(dem g3 , HA Y% (£ E BD A+),PVDF
JiE (3£ [ Millipore A7) , % @A YL 1 Marker (3£
Ferments A ®]) , 14 9k fb 27 KOG R & (£ H
Pierce 22 H]) , X & i (FTIE A F]) |, 52 5E 52 1)
(Rt E Y 28 7)) 5 Trizol i) (3£ & Invitro-
gen ) , AR KL (£ E Thermo A H]),
Wik sk PCR 59 (_ LifgE TAY TR AN S AR
o)) W5 5 PCR M & (35 [E Ferments A w]) ,
MR A (15 [E Biowest /A H]) ,DNA marker (_Fi&$E
Bl ) s Ha i & a4, langendorff 2544
I 9 37 %5 B (ML870B2, AD Instruments , Austral-
ia) ; Powerlab /\ifif4: #lic 5% &% Chart5.5.6 4
VI 5 K4 % 4 & o0 B & 48 (ML870, ADInstru-
ments,Australia) ,

3 24 M S (CRBELL H 25 iy A
FR 2y 7], it . 220040033, FiL#%:10 mL/3Z) , i
W% B4 100 mL 2 B Thomas T {5 #8 Hh fin AHH
N XBJIBCE K 2 4 % 8 mLA00 mL # (4
SAE > Tl R e /AN 25501 119 15 .30 J2 60 £%) .

4 e easERlE sy SPF g HEEME SD KR
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36 W, e B 58 4 Bl AL L T T D LB ML 43 R IE H 4
(N 41) SFAEFL1(BP 41) FERIZL (M 4) /N5l
XBJIZH(XBJI, 4H) . Hrf & XBJIIZH (XBJIy, 4) Sk
FilH XBJIZH(XBJI, 41) , 5416 H.

WS % R[5 ] . KEFRESG, 5% KE
(7 ~8 mL/kg) I8 i e SRR, I, 48 T B Ak
HSHFZ (1 000 U/kg) Hrddé, i fig B o ik, 57
R H ATSEHER IF 89 0 ~4 °C K-H Z i, 4%
B SR, FEELES 3 N0 S AR H T B R AR
langendorff g0 IR A & b, & Sk i1
T, T KRR U 5 A 3 A AR, R i i
WL EF IR E N (37 £0.5) C, #1100 mmHg
(1 kPa =7.5 mmHg) , # W #EA 95% O, +5%
CO, IREMk, IF H1i 7t 30 min,pH:7.40 £0.05,
TEOEZE D AR —/ N B 205 S A 5
JE B RES E B 0y 2L Bk 32, Bk 38 5 Powerlab /\ i
AR S % Chart5. 5.6 4= Y115 258 R4 % 4y
BT R Gz, AEEREE YRS T S e AR AR K, HE 5 e
D E KA ) (LVEDP)4 ~10 mmHg., M 411E
#57 langendorff 55400 JIE HE 1 A5 7 i) Sty b, SF- £y
15 ~20 minfg , FFE0#E R Thomas [T {54
3 min, O AESE R 48R #30 min, AR5 PR
T K-H 2 2 A2 Bk T Fr 2 i 120 min; XBJI,
4 XBJly, 41 . XBJl, 415351 2.4 .8 mLA00 mLinA
XBJI 2 B Thomas T4, HthAb# 5 M 41 AH
o N A MHC O IE S , B O AL LIS
LEAEFRASI ; BP 275 57 langendorff B0 IF v
RISl b, SEAGHE T 15 ~ 20 min J5, 550 IE B
TR0 U 2L £ 5 S A I (A O T 45 T 1
30 min, #R FH 0 Ik S 1B 80 ok R AFAS 422 fh o JOE 19 5
2 KD ISR T R 4R R R 20 C L) o

5 KuillFehn B ik

5.1 ELISA JriEfil.co L1 2l TNF-o ¥R
BRI LA O LZH 23100 mg & TRk o, ik &
WS AR T A 1 mL A= BEER K, 750 5938, B E 1

W, BCA Lt AT HE &, KL TNF-a ELISA 5
EIEFT TNF-oo WREERIN . BEFARAXIN H OD 1, 2R )5 11
BB EAWRE TNF-o #E, L TNF-o W5 B E
FI e LB 68 TNF-o ORIV

5.2 Western blot fuilll.L> L1212 H NF-xB p65
N TLR4 FEHFRA BUIRIR AR A 090 ILZH 21100 mg
BT IR A S RS, A 1 mL RIPA %
R (5 ) o FH TR 23 B oA AR FR R 75t 96K ( Phe-
nylmethanesulfonyl fluoride, PMSF) , ffi PMSF ¥
AU EE N 1 mmol/L #4755 . B ETE, BCA &
MERB A, B 10% SDS-PAGE 43 & K Fl 3%
WARIE, BEALINA 20 g & FFE S, B A LUK 2 P i
H,90 V HLIKZ) 20 min, FEEESLHEA B HE,120 V
k%160 ming R BEBLKEEARKDE
PVDF fi&, 1 5% AR W43 T % T 190 min, 4% ]
1:1 000 f9%3 B EL 45 B T 5t NF-kB p65 HriA
TLR4 i1k % GAPDH #ifk, 4 CHE LK, K H
TBST ¥ 3 Wk, /% 10 min, FIm AR A9 11,
FWIFE 1 h, TBST ¥ 3 W, HK10 min fb#k
6B B R, 45 R A Quantity One BE 2 B4
IIHT RGNS S AT T o

5.3 RT-PCR Jrikkaill.c L4124l + NF-kB p65
M TLR4 mRNA {33k Trizol P2 5 RNA, B
SVRNA 1 pL I R AEST RNA VB f A
1057 RNA kB2 &% A260/A280 [ {H F k4t i (A260/
A280 fHTE 1.8 ~2.0 Z [ by ali B A i, 75 W), 55
PEHL RNA) , ¥ & 41 RNA ¥k & 1 DEPC K H &
2 g/l o Fi MR A SR U B 1 R AT 1 SR, B R
cDNA , Fi4i it PCR i & 3601 1617 cDNA 3,
S P50 1. PCR RN %144 : 94 °C Tl A8
3 min,94 C7A:ME 30 s, fridiB AR ER k 30 s,
72 CHEMF 1 min,72 CIFLEM 5 min, iR K kL KA
B 1, PCR =4l 1 1. 5% B i b5 5 15
KR CBEQ B f5  FHBER R AL %o T Quanti-
ty One BERSHAESrHT RS 53HT K FEAH

&1 31955
EE/EAS (e 952l B/ bp) PEI AL BKREE(CC)
I-37.5' - GATAAAATCCTCGGGGTCCTAC -3’
NF-«B p65 Ti.5" - GCTGCTATGTGTAGAGGTGTCG -3’ 299 27 593
. 3i%:5' - TCAGGTCATCACTATCGGCAAT -3’
B-actin Fi:5' - AAAGAAAGGGTGTAAAACGCA -3’ 432 27 59.3
[-3i7.5' - CATCCAAAGGAATACTGCAACA -3’
LR Fi:5' - GTTTCTCACCCAGTCCTCATTC -3’ 398 28 580
SXPDH i#:5" - CAGTGCCAGCCTCGTCTCAT -3 Soh 08 5.0

Fii:5' - AGGGGCCATCCACAGTCTTC -3’
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5.4 HEEMEONHLBMEW M EL &
2 I i A5V i TG D0 R3S [R) — R o7 A, 7 AR B
HKPESE 1 min, VI 1 mm® K/NR4L 4R 2
A 2. 5% % I E RN, R RS2 2 min, &
15 min 32 5% 1 W, i 5 i E F 4 C vkA e
2 WL g F o SR )G e mi 4 8 B S A O 2 ) A 38
VR S UV = IINY | S a DSTN]2 F T  N ¢ L
Eispiis

6 SiiteFdrik KA SPSS 19.0 it # i ik
BRI TR ORI T IE SR S, DL x s JB
KFER . ZHREARECE AT 7 22 57 MR 30, 41 1)
R R R 5 22 500, J7 25 55 PR TR LR
LSD 3, J7 A F 4 47 Duunet's #:4:, P <0.05
hZESRAGIFE .

# R

1 AKX ONAL P TNF-o ¥ BB R
(%2) 5 N4KBP 4 H#,M 4 TNF-a (¥ E i
ELI ERASIFE (P <0.01) ;5 M 4l L#,
XBJI TH5 , O L TNF-o B BE 12 R [, XBJI,
HZEFEEHP <0.01),XBJly, HERUE (P <
0.05) ,XBJIly ZHAFT T K, (H2E % AW (P >0.05) ;
XBJI T-Hid a] 25 o gi it X (P >0.05) .

Rz2 HHARRONAL TNF-o HH*T

WEMHE  (x+s ,n=6)
255 n TNF-a A 3
N 6 5.03 +0.97
BP 6 4.76+2.78
M 6 12.85+1.23*%
XBJI, 6 9.52 +2.0844
XBJly, 6 10.44 +0.874
XBJly 6 11.15 +2.65

H: 5 NHkH, "P<0.01; 5 BP 4HIH&K, 2P <0.01; 5 M 41t
4, 4P <0.05,44P <0.01

2 BHKFONLAL NF-«B p65 I TLR4 EH
FIEE (1) 5 N4, BP 4 TLR4 £k
R IE, ZR AR FE X (P<0.01); 5 N4 )&
BP 41 He# ,M 4.0 L4124 NF-xB p65 & TLR4
KFPRE LT, ZRAGIEE L (HHP <0.01),
#7E XBJIL 415 M 41 Heds, &7 i XBJI i 25 FEAIK
DIIZHZ NF-kB p65 & TLR4 H#EL, ZR AL
P22 X (P <0.01, P <0.05) ;% %4 XBJI 412 [
b4z, XBJI,, 41 NF-xkB p65 Jx TLR4 & /K- B #1{%
FXBJI 4, =R HZIT¥E X (P<0.05),

N BP M XBJI XBJl, XBIl,
T ——— e NF-KB p65 %

37 KD e s e i s GAPDH ¥ H

N  BP M XBI_ XBII, XBII,

05 KD e s e . s T R4

37 kD o c— - —mm— G /\PDH ¥ |

06

*A
il L —‘7
w04 AA
: i
by AA
2 AAO T
£02r T
OO T T T T T T
N BP M XBJ, XBJI, XBJI,
06
*A
| .
04
ﬂ * T AA
& T Aa0 L
h =
= 02} T
0.0 T T

N BP M XBJ XBJ, XBJ,

TE: 5 N 4lE:, *P <0.01; 5 BP 41 1t%:,2P <0.01; 5 M
HI#, AP <0.05,44P <0.01; 5 XBJI_ 4 H#k, °P <0. 05
B 1 Western blot J5 kil £ 41 K B0 LA 4L
NF-«kB p65 K& TLR4 ZEHMAEL  (n=6)

3 HAKRBROIALH NF-«B p65 J& TLR4
MRNA FAM L (K 2) 5 N4k BP 4E,M
21 NF-kB p65 mRNA ik FJ, ZRAHRITFE
X (P<0.01); 5 M 4 b4, XBJI, 411 XBJI, 41
NF-kB p65 mRNA 1)k ¥ 8 FEAIG, 22 5 A 4ot
RN (P <0.01); £ 75 XBJ 41z M %A 257
(P >0.05) fHLA XBJIy, 4R ERZ ;5 N 4 i, M
21 TLR4 mRNA £k ¥ T (P <0.01) ;5 BP 4
g ,M 4B B THE (P <0.05) ;5 M 41 Ebds, 4 7 &
XBJI 4] TLR4 mRNA [k B Z L, Z 7 A5
TFE (P <0.01, P <0.05) ; &5 & XBJI 202 [
FiEES G IFEX (P >0.05) ,{HLL XBJl, 41F
US55 EN

4 FHREO WL I i BT fIas 14 1y 22
fE(E3) N 45 BP 4.0 4EHEs B 5% GERIE
RS L, ZRORL R TE 35 IE H, LR AR I 45 A T A
M 2.0 LA LT 40 i B SO W] 0. SRR H 20
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N BP M XBIJ XBIl, XBII,

500 DP Rl ——————— B-actin 432 bp

N BP M XBJ_ XBII, XBII,

0.8r

0.6} g

0.4f —‘7
AA AA

0.2f ’—_L‘

0.0 T T T

NF-kB p65 MRNA

T
BP M XBJI - XBJl,  XBJI,

B

0.4r *A
0.3} AA
< A
2 AA
o
€ 0.2f
<
x
—
’_
0.1}
0.0 T T T T T T
N  BP M XBJ_ XBJ, X8I,

.5 N 41LE, *P <0.01; 5 BP 411t4:, 2P <0. 05,
A4P <0.01;5 M 4lLE4E, 4P <0.05,44P <0. 01
2 RT-PCR Jrikhiil & 20 K Blo JLLH R
NF-kB p65 & TLR4 mRNA 17484k  (n =6)

W, &b IR EE XA, AELBAERERSL (HF
3C)., XBJIALHJG O (ILET 4 A5 HH, B S0 IA 5, £k 1A
TEABGL L SRR AR EN L5 (E 3D .EF).

Wit

XBJI EZHLAL AT S IH S IS E4 )
WA RO AT AU, B PS5 2 1 S A 6 1Y B
BN F DNA 255150 %0 ARsegh st Bt —b
UERH XBJI GRS & FEBT R Bt DU i vl B
Bl

FLBEZE SR 7 - M40 L 45 7™ 3, 30 L
LRYEBT I TR G SO O, SR IR V5 i s XBJ 1 Ab B
Je O IVER 4 B SR AR 450 £ 45 31 W S ole 3, DL 4 mL/
100 mL i) XBJIfcoh i3, KRB XBJI Xt 48/ A
KBGO WUEA — 7 BB AR

AR FUS AR RE S VAN R3S 2, R 4 e

TE:A N N4;B lyBP4;C o M4;D K XBJIL 4E N
XBJly 41;F Jg XBJIy 415 SEHT Sk B 46 A0 L5 M 7 3k ir s &k
B3 HARRONALRE T (TEM, x25 000)

LI PN B 40 0 1) 22 Fh B B 4 22 sk Hg ik, AT 5 |52
SRR e el 1] oA = Ve < SO TR e Rl v i ST
4y P 4 B T DABE i TNFLIL-1 & IL-6, &0t — &
GRS | B 00 e S Mk I N o AR S 56 38 1+ W28 KRR
OIS SRR S B O LA A R, T B T XBJI
FEPLO MR RNV F B LT REAEAE AL o

A K BERHIESE XBJI Af L)l 1 #10 ) TNF-a
L1 @ 114 7= A T AR AR Ak SR, (9 22 Hhy 4 P S g T 5 |
AL 15 3 TR 4 Redh o an: XBJI AT R 3 T i
TNF-a IL-1B . IL-6 S5 Y 22 25 17 X I BRI e il 81 493
AR s TRl /P VS, XB I A 4
R MR, XBJII 2 A e if /PR T 4] TNF-o IL-18 .
IL-6 .IL-8 . ICAM-1 BJR&AK) s XBJII 7] G 5o [ A% &
AEMEEAE R T TNF-a IL-1B . IL-6 97K K4
o IL-10 YRR, R Bl AR R 0 FR 3 IO 1% L AR
FPEERS | ARSI R B, XBJI T HI4L0 L4141 TNF-
o MM B2 R, 5 M 4 s , XBJI, HEFA ST
7 Y, XBJI, 4122 5 W 5, XBJI, 44 BT R R, H 2
SEAEA . UEEH XBJI AL LIl B/ E 0 L TNF-o
%35

¥;IX T - kB (nuclear factor-kappa B, NF-«kB)
BEERE SRRV EEERN T, EA%
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AHIESE X EE SRR R B, XBJI IR G nl il
I3 Y NF-«B p65 B FFAE' 555 41, XBJI Al il
NF-kB S 4 P20 TG , % o Bl s ok S M 45
AIITFERTY L A szatdh XBJI Al 0 L4 ZH NF-xB
p65 1 K mRNA 1 £ ik B B N % (P <0.01, P <
0.05) ;75 5 i XBJI 4l Z ] L #5¢, XBJI,, 41T F 58 B
. BT XBJI A LN A4/ 400 L NF-kB p65 7
H &% mRNA [k, HLL XBJI, 450 8.

TLR 2 —RRAMEZIAR, TLRE BNH FHEER/
RN 25 1) £ 272 (K, TLRA—NF-kB 2 5 K%
M2 A TLRA—NF-kB 3l %, AT DA fd K B L Bk
IR S 0% . A WEE R, TLRA—NF-xB
WPES 5 T IR AT 0 Y 50 AR
T2, XBJI BEMI I TLRA—NF-xB 1% 1k , 1 4% 01 153 9K i
e K B 5 5 R R - XBJIL AT LLil i
TPy TLRA  NF-xkB il ICAM-1 %35 I 4% i
FAE KRR . A Sesi b XBJI Al TLR4
M mRNA BB 2 T (P <0.05, P <0.01);
S XBII L Z | Hbge, L XBJly L F £, Ui
W1 XBJI AT LLT ik 45/52 4800 WL TLR4A 1 M mR-
NA 3k, H DA XBJIy, 45 &

L5 E RTINS TR) ) I 06 v SO AT RE A
il TLR4—NF-kB—TNF-o {555 % 338 #% 19 16 1k i 4%
A A AR R WL R APE SOz, A 4 mLA00 mL iy
XBJI fief. X XBJI I PR N, A 243 T AT & i 5K
A s A IS o

2 % X W
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