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TLR4/NF-«B {5551 £ A4 57 1 56 19 2 K
U WL R 3 38 B XSS 48 X 52 il

o oz @ BEER ResT sas
I 3 A\ I’

HE B AT TLRA/NF-B 15 5 i 348 3 37 R e 3£ A1 £ £ (AA) KR0S UL LR 89 4R 37 AL
#lo AE AL AA KRB, R R F R 5 AR FHRIKE(XFC) A . F Ak %3 (TPT) 48,
RS (MTX) 28, %2110 R; 53310 X SD XK A EF 4, XFC A% F XFC #%:& (%% 0.24 g/mL)
41 mLM00 g # B , AR 1 K;TPT 4T TPT RARRE 1 mg/mL)# 1 mLA00 g # F , B X 1 k;
MTX 4147 MTX R & & (K E 0.3 mg/mL)# 1 mLA00 g B, &A1 K EFARAER T A 52 3K
R, BE1 Kk, 2@k A% 30 £, MEFHRILE T AA KL S At %Hh, 58 A & 21 %  Real-
time PCR H#m K S-S ML LR Toll #-24k 4(TLR4) . & e~ -1 =448 %38 (IRAKT) I 78 3R 52 I
F%tk48 £ B F 6(TRAFG) 4% % AT kappa B(NF-kB) & TNF-a #9 % ik, R L5 EFAkE 24
K R0 £ TG E(LVSP) £ F4AFK R4 (LVEDP) . & (HR) K-FH & (P <0.01), £% R /E LI/
THZKiR%E(+dp /dtmax) . & MUK % 4 A 35 2 (Cl) K F T (P <0.01), TLR4 . IRAK1 . TRAF6 . NF-
kB .TNF-a & & % mRNA &3 (P <0.01), HAEA a4 XFC 4149 LVSP LVEDP HR K- F i,
+ dp/dtmax.Cl & F 3% &, TLR4 . IRAK1. TRAF6 .NF-kB . TNF-a. & & % ik B4 (P <0.05, P <0.01) .
TPT 4% MTX 41 LVEDP & -F F %, +dp/dtmax.Cl & -F 7 & ,TLR4 . IRAK1 & & % ik %1% (P <0. 05,
P <0.01); TPT 22 NF-kB . TNF-a % & & 12 A& (P <0.05) ;3 AKX A S MR L L3547 mRNA Rk B %
TH(P<0.01), 5 XFC 4a1b4k, TPT 4 LVSP K -F . IRAK1 . TNF-a % & & i& % TRAF6 . TNF-a mRNA
*ik 9% ,MTX 41 LVSP & -F LVEDP 7 -F.TLR4 .IRAK1.NF-kB . TNF-a % & % IRAK1.TRAF6 . TNF-«
MRNA £k 7+ & ,dp/dtmax K-F %1% (P <0.05, P <0.01) ., &it #7Xk & T skid i 474] TLR4/NF-«B
155 BHBEHE, B Y TNF-a 5 KB T8 50, K& AA KA SR E,

KHEHE  TLRA/NF-kB 13 538 5 ;4 )b 5 5 K50 LR LR 5 37 KUl &

Effect of Xinfeng Capsule on TLR4/NF-«kB Pathway in Myocardial Tissue of Adjuvant Arthritis Mod-
el Rats WANG Yuan', LIU Jian', HUANG Chuan-bing', ZHANG Wan-dong', ZONG Rui-kai',
WANG Gui-zhen', SUN Yue?, and WANG Ya-li? 1 Department of Rheumatology, First Affiliated Hos-
pital, Anhui University of Traditional Chinese Medicine, Hefei (230038) ; 2 Graduate Faculty, Anhui Uni
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ABSTRACT Objective To observe the protection mechanisms of Xinfeng Capsule (XFC) on my-
ocardial tissue of adjuvant arthritis ( AA) model rats via TLR4/NF-kB signaling pathway. Methods
AA rat model was established. All rats were divided into those groups: the model group, the XFC group,
the tripterygium glycosides tablet (TPT) group, the methotrexate (MTX) group, and the normal group
(10 in each group). The rats in XFC group were administered with XFC suspension (0. 24 g/mL) by gas-
trogavage, once per day, while the TPT group with TPT suspension (1 mg/mL). MTX suspension
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(0.3 mg/mL) was administered by gastrogavage to the rats in MTX group, once per week. The rats in the
model and normal group were administered with saline every day. The influence of XFC on AA rats’ cardi-
ac function indexes was observed, and the expression of toll-like receptors (TLR) 4, interleukin-1 recep-
tor-associated kinase (IRAK) 1, tumor necrosis factor receptor associated factor ( TRAF) 6, nuclear
factor of kappa B (NF-kB), and tumor necrosis factor-alpha (TNF-a) in myocardial tissue were detected
by immunohistochemistry and Real-time PCR method. Results Compared with the normal group, left
ventricular systolic pressure (LVSP), left ventricular end-diastolic pressure (LVEDP), heart rate (HR)
were elevated in the model group (P <0.01), and *=dp/dtmax and Cl were reduced (P <0.01). The pro-
teins and mRNAs of TLR4, IRAK1, TRAF6, NF-kB, TNF-a increased in the model group (P <0.01). Com-
pared with the model group, LVSP, LVEDP and HR decreased, = dp/dtmax, CI| improved in the XFC
group (P <0.05, P <0.01). The value of LVEDP reduced, =+dp/dtmax.Cl raised in the TPT and MTX
groups (P <0.05, P<0.01). Also compared with the model group, expression of TLR4, IRAK1, TRAF6,
NF-kB, TNF-a proteins were decreased in the XFC group (P <0.05, P <0.01). TLR4, IRAK1 proteins ex-
pressions were decreased in the TPT and MTX groups, and NF-kB, TNF-a proteins were decreased in the
TPT group respectively (P <0.05, P <0.01). All the mRNAs expressions were decreased distinctly in
those three drug intervention groups (P <0.01). Meanwhile, the improvements on LVEDP, IRAK1, TNF-«
proteins, and TRAF6, TNF-a mRNAs in the TPT group were superior to the XFC group (P <0.05, P <
0.01). The MTX group was superior to the XFC group in increasing LVSP, LVEDP, expression of TLR4, I-
RAK1, NF-kB, TNF-a proteins, and IRAK1 ,TRAF6 .TNF-a« mRNA, decreasing dp/dtmax (P <0.05, P <
0.01). Conclusion XFC could consequently reduce the damage of myocardial tissue in AA rats by inter-
fering the activation of TLR4/NF-kB signaling pathway and reducing inflammatory mediators secretion,
such as TNF-a.

KEYWORDS TLR4/NF-kB signaling pathway ; adjuvant arthritis; Myocardial tissue; xinfeng capsule

R AT 48 (rheumatoid arthritis, RA) J&—
PP RIEVE RS B B S P , B 2R S U i
KNKATHN, ] I TP 1 Ah R, RA (O I 32 22
I RRILZHE, QA58 O LN el AR 20 ik il 8 48
EPok D REREAT EEAR S0 KA Ak Lo MR R RS A2 | g it
O IR | FE IO T A, O LB R A 2 RA 8
Fid AT R EEE T RA OISR KB
il AN B, H AT PR A B 018 1 5 e IR A T B
RA (LI 32 R FEE G SN E?', TLRA/NF-xB {5
53 RS B S RE S N7 1Y) ] 38 %, 128 [ R AR
HEA T 9 40 B R L 38, 7E RA 2 2136
R T AR AR P07 A Y
#& (adjuvant arthritis ,AA ) KA, Wb 24 &2 Ty
00 B KRS X AA R ERLCy B RE I 520, IR FH Fo 5
AL \RT-PCR AR K B0 ILZH 2 Toll #3214 4
(toll-like receptor, TLR4) | I 4l il /r K1 Z A %
W (interleukin-1 receptor-associated kinase, |-
RAK1) | JHEIRSE A ¥ 32 AR #H G K F 6 (tumor nec-
rosis factor receptor associated factor 6,
TRAF6) . #% ¥ 5 [A ¥ kappa B ( nuclear factor of
kappa B, NF-kB) Fl TNF-a 3¢k, #5355 XU 4 %}

AA KED L R
5 A%

1 Zh¥ WS ErE SD KRL50 H,70 ~100
KRB, AR (174 £20) g, HZBAE LK s+
DL, AT E S SCXK (f8) 2011002, 76 % i
22 ~28 CHaFE, MXT IR 50% ~60% , H ARG IR JE
W8 W EIRSE 1 RS AR A A . AR S e
P2 25 R AF 5 — MR R B AR PR R S i A

2 259 BN RE B LR R 2R — e
2% [ ] 351 o PR AL P B U E A VIR A A
i%.,0. 4 g/ki, #5:2011050701 ; F & WEWs o8 i
fEiHH 25 4 =,2.5 mg/k, #1t5:2011102503 ; &
ANHEZ AT o B L 25 ) £ 7,10 mg/h, it
5:2010120404 ,

3 N K AXER Bk K58 24K (Freund’ S
complete adjuvant, FCA) IlJ § Sigma A &l (#t 5.
1001541106 ) ; PV-6000. A5k Fa 2 25 A e il 1551 1y
HAb 5 A2 A Al (5 . K134525F ) ; DAB i {4, 7
(ZL1-9018) Mg Hdbmt h A2 A v (415 : K135260H ) 5
W5 %K 7 & ( RevertAidTM first :Strand cDNA
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Synthesis Kit) 1§ {§ 2% E Thermo 2 & (4t 5.
00145205) ; Trizol i# g H Invitrogen /A &) (L5
14105) ; 514 Invitrogen 23 w4 B; 24k Quanti-
Fast SyBr Green PCR kit Ity H 1% = Qiagen 7 A
(it 5 : 145049083 ), ¥J i #L (18 [ Leica 24w,
RM2135) ; PowerLab ¥4 R4 7041 7 48 (245 Quad
Bridge Amp # i K #%, Dual Bio Amp R i 4=
YK %%, Stimulus Isolator 3 b 25 2% ) 4 K F
V. AD Instruments 72 ] 7= i B UERIR R G O-
LYMPUS CX41RF, 3 #r4k {1 HEik 801D JE &= #
G WT R G 55A Version 1. 0; %865 1 PCR Uk 3
Thermo PIKOREAL 96 ; % ZMNEEIR % 248 WAL it
BHEIEURAE YRR R A R i .

4 AV RS TiE 0.1 mL/
100 gl & 1) K BRUAT I AL 1 B2 R S FCA B0k, 2 il
AA K RAERL, A 2 JE S5 B4k 1k B 56T R R
BRI bR, o AR R BRIE B R AR 7 H il
RN 86% , iR/t E A 10 HRR™ . 40 B
T T R BR e B AL 7 2 1k 4 AR R A S KU
(XFC) 4 E 21 (TPT) 41 2 s (MTX) 41,
10 H; B 10 2 SD KEUMIEH 4., BRIGHE
19 RIGH A2, A S F IR R R 10 f5, &
WA 4w W T XFC 41: ¥ XFC B 2 W (k&
0.24 g/mL)#% 1 mLM00 g W EH#E, K 1 K;
TPT 41 4% TPT WS , Az BEER K il i i A v (
J£1 mg/mL),#%1 mLA00 ghyF&E#EH , 5K 1 1K,
MTX 41 : ¥ MTX BB 40 A, i A= 20 ER 7K il B TR 2
(HePE 0.3 mg/mL), ¥ 1 mLA00 g WFIEHEH , &
1R, RGBSR, AT A KEY,
1 mLA00 g, 5K 1 IK; IE & 4l BRI 4] T A= B b 7k
HE'H ,1 mLM00 g, B[R 1 R, SAiELHZ 30 K,

5 KuillFehn B ik

5.1 ARz = KRRl E  S%H
KICHRIB ], T2 30 KIGTTA B sh 112 K Rt
TIREM € . 10% /K5 % (0. 35 mLM00 g) M8 1
SR IR B, AV BEMOZ 1 7, 48 K, AXURT I B %% 5 mm
AbEE ) B ST 1 em KRR, 1k i BBl S B, N AC
BFL A LUK Ui 5 A8 ZE BBl  ZE 55151 5
ik A A0 35 P8 Bl K, A 3o i FH 2 Ik e I PR SHL I i 95
PR HI Sk, 78 sh ks FAE— V7 IO, R R
PE5S0 £ 3R 24 545 WV 0 4b & ATJFRi4T 2 8 B 3h
Jik, R AR B K op A B sl ik e, AR B /n 4% L1
BIE RN T o 2530 A3 oh 3l ik, 348 e ik
FHZAB A A L0 3, B0 KL 9% 8 28 SR 748 M0 3 N TR

5 2 P iD= )17 € R = || B e DA R X R D S e e i
PIm, 30 5% 22 = Uk 46 JE (left venteicular systolic
pressuer,LVSP) £ E&F ik AW [ (left ventricular
end-diastolic pressure,LVEDP) ..(>*( heart rate,
HR) ZEZ= W ETH T B K4 (the max rate of
left ventricle diastolic pressure change, +dp /dt-
max ) ..U L4 g 1145 %% (contractility index,Cl) .

5.2 G ALERICILZHZ TLR4 (IRAKT
TRAF6 NF-kB .\ TNF-a Z IRk BOR B ZE 0= %
I OARAE LR LR, R T e LU ARl A, 2 B
PV-6000 25 fe 3% 4H Ak A i 3 50 ik A7 484, — P
TLR4 IRAK1 . TRAF6 NF-kB , TNF-a FIFi A BT
IR 121560 Fivke. RAFEDEE E (MOD ) KR 4515
FRIAEXT A, MOD B 8K, BH P B by B , 3R
HHRB R,

5.3 SEWPOLE G HEEE ) (Real-time PCR)
K LZH 21 TLR4 \IRAK1 , TRAF6 \NF-kB , TNF-a
MRNA 5 BOK BRZ8 0 % 50 AR AL O LA
100 mg £ EFHLHE  RANE , 32U RNA 3 g,
i BRGS0 A U B A3 Oy ik AT R .
Primer Premier 5 # 44 & Invitrogen 2 m]$2HLA0 3
KPSt 5. &5 sk 1. TaIY 14
WG SRS ) EALAT B FL UK, ) 5 M EE IS 1A%
RGN ST T R 03T, LA B-actin N2 TS HITK
HATHEE E (I0D) , L TLR4 (IRAK1 . TRAF6 .NF-
kB .TNF-a 5 B-actin (1 10D {1 HCAE A g 3 3 i 4 %o
Fri, DAL 27O AR R A A

R POLERTIMTFII Y W KE

b

FE 57 5(5" -3")
(bp)

B-actin i : CCCATCTATGAGGGTTACGC 150
Fiif: TTTAATGTCACGCACGATTTC

NF-kB i : GATCTCATCCCCACCAAGGC 88
« T TTTTGATAACCGTGCCCCCA

TNE- 3 : AGCAAACCACCAAGCGGAGG 156
* Ti#: CAGCCTTGTCCCTTGAAGAGAAC

TRAFS |- : CTGCTTGATGGCTTTACGGGA 104
T : CTGGGCACTTGTGACCTGCAT

IRAK ki : CAGTGGAGAGTGATGAGAGTGTTC 129
T : CTCTGGTAGTGCCTCCTTGTGTA

TLR4 i : AACATGAGTCACAACAACCTAC 182
Tiif: TATTCACATATACAAGCAACAG

6 SuilErik  SEEREUESR A SPSS 19. 0
PEEAT A0 B L x s o, 2 41 1A B8 b Ak
AR K )5 25011 (one-way ANONA ), 2H [a] 9 95 HL 45
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FKHLSD i, P<0.05 HESES 5L,
#® g

1 BAKROMEES KR (EX2) SEF4
P, B 78 2 K B9 LVSP . LVEDP . HR 7K FF+ &
(P <0.01), £dp /dtmax .Cl K ¥ F (P <0.01) .
SRR L4, XFC 4119 LVSP .LVEDP .HR /K3 F
K%, = dp/dtmax .Cl /K F-4& = (P <0.01) , TPT 41 J¢
MTX 4 LVEDP 7K°F- T [, + dp/dtmax . Cl 7K F-4& 5
(P<0.05, P<0.01), 5 XFC 4l L%, TPT 41 }%
MTX 41 LVSP /KF T+, MTX 41 LVEDP /K¢ 7},
dp/dtmax 7KF-f&AIE (P <0.05, P<0.01).

2 HHAKRBRONAL TLR4 \IRAKT , TRAF6 .
NF-kB . TNF-a FEFAFRIB L (E 1,% 3) EFAK
SO ILZH 2R v e G €0 22 DL i) J DX 38K, 40 A AR 20
DL EN A5 FEBR A P P 22 58 5 M AL 21 K R0 UL 21 45 4
AL, A AL W] AR AR e s AR T AR UL
LA LA s B (o PR PR R AN R AR BE 1820 . SR TR
BB RE AT, SR E s SIER AL
B, BERIZ TLR4 \IRAK1 . TRAF6 \NF-«kB , TNF-a &
s THE (P <0.01) . SHIA] H#, XFC 41445

FEFEIA T (P <0.05, P <0.01) , TPT 41 )2 MTX 41
TLR4 . IRAK1 2 [ 2k [, TPT 41 NF-kB . TNF-a
EHRIBFFL(P <0.05) ; 5 XFC 41 tb %, TPT 411
IRAK1T . TNF-a & [ ik F+ & (P <0.05), MTX 41
TLR4 .IRAK1 . NF-kB ., TNF-a & I £ 5T (P <
0.05, P<0.01),

3 HBHAKFOIIAES TLR4 IRAKT  TRAF6 NF-
kB . TNF-o mRNA [J£ik (£ 4) HIEHA K, HER
HREONA L TLRA IRAK1T . TRAF6 \NF-kB . TNF-a
MRNA FAH BT (P <0.01) s SEAIA AL, 3 4K
FOOWIZH AR FR PR IR B3 T (P <0.01) ;5 XFC
4 I %, TPT 20 TRAF6. TNF-a }z MTX 41 IRAK1 .
TRAF6 . TNF-a mRNA kTt (P <0.05, P <0.01)

W’

ARG LB RA U ML 0% IO A 2%k 83
NFER 3.96 A%, HAE Ay O I 48 9595 — ik 37 19 S I
K2 SRR RIS . Meta 4045 o RA
5 SR B AE B PE O 0L 0 (AL FE 2 PR O LA
B LA T A A 7 L O 7 o i 4 RS A i A
W5 48% 7 R E A AR TR M TS . H RA O

2 HSAKRROIESEHE (x=s ,n=10)
5% LVSP (mmHg) LVEDP (mmHg) HR dp/dtmax - dp/ dtmax Cl
(R4
E#  116.93+11.26 2.80 +0.36 347.00 +11.33  12291.71+1167.64 8 207.71 +188.27 138.86 +6.93
iR 152.31 +8.98 " 5.30+0.39"* 389.26 +8.34 " 6 751.44 +364.34 " 6 809.79 +65.80 * 110.93 +8.48 "
XFC  124.07 +5.84%% 3.12+£0.33%%  360.00+2.00%“% 10812.53 +500.73%% 8 069.65+55.694% 131.38 +3.502%2
TPT  141.60 +3.304 3.62+£0.39%%  369.67 £15.70 8 862.42 +87.25%%  8014.41 +£221.01%* 125.39+3.00%

MTX 145.05+5.5744  3.94+0.70 ~~44384.67 +15.27

7 552.95 +411.37 %4 7588.75+619.10%

122.01 +7.57%

T HIEW AR, *P <0.01; 5HIMA s, 2P <0.05, 2P <0.01;15 XFC 41Lt4%,4P <0.05,44P <0. 01

R3 BHKRELONHL TLRS IRAKT . TRAF6 .NF-kB .TNF-o T 1AL (X s )
2159 n TLR4 IRAK1 TRAF6 NF-kB TNF-a
EH# 10 0.38 +0.06 0.41 +0.02 0.38 +0.03 0.35 +0.02 0.39 +0.03
LAY 10 0.49 +0.06 * 0.50 +0.02 * 0.49 +0.03* 0.49 +0.05* 0.52 +0.02*
XFC 10 0.39 +0.03%% 0.42 £0.072% 0.43 £0.02°2 0.39 +0.05%% 0.44 +0.02%2
TPT 10 0.43 +0.03% 0.46 +0.02°4 0.47 +0.06 0.43 +0.05% 0.48 +0.03%4
MTX 10 0.44 +0.03%4 0.46 £0.04°4 0.47 +0.02 0.47 £0.0344 0.49+0.034
T HIEW AR, *P <0.01; 5HIML Er, “P <0.05, ~“P <0.01;15 XFC 4{Lb4%,4P <0.05,44P <0. 01

R4 FHKRFONMAZ TLR4 IRAK1 . TRAF6 .NF-kB .TNF-oo mRNA ik (x £s )
2157 n TLR4 IRAK1 TRAF6 NF-xB TNF-a
ERd 10 1.11£0.19 1.00 £0.04 1.00 £0.08 1.00 +0.09 1.00 +0.09
T 10 4.79+0.20* 4.78 £0.24* 3.61+0.31" 3.44 +0.26* 3.32+0.23"*
XFC 10 1.95+0.21% 2.01+£0.15% 1.88+0.06% 1.68+0.082 2.08 £0.124
TPT 10 1.94 +0.16% 2.24 +0.18% 2.45 +£0.08°4 1.94 +0.04% 2.36 £0.0724
MTX 10 2.12 +0.28%° 2.49 +0.09b2AA 2.64 £0.41044 2.01+0.39% 2.65+0.19444

HHIERALAR, P <0.01; SR 4k, 2P <0.01; 5 XFC 41 45, AP <0.05,44P <0.01
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A HIER AL B AR C g XFC 415D 25 TPT 41;E 25 MTX 4131 25 TLR4 ;2 7 IRAK1 ;3 y TRAF6 ;4 2y NF-kB ;5 5 TNF-a;
i Sk BT g SR AS b
1 FAKREONAL TLR4 IRAKT . TRAF6 NF-kB .TNF-a ZE 3£k (DAB,

Pk s 722 18 R S BT 1 AN T B3R A 498 118 0 1L 78 A 86 PR
F (N I R 2 BOBE R A ) Z A, BOR R 2 1
WF5E s RA A S8 M RIER S W BB 2 33 RA O
AR AR EE LSRN EZ

TLR K2 5 & R G0 AE Y R 50, TLRs
HRREL BT BERE /1L R 11 88 JRMPE 138 FR 175 & A IE
i, TLR4 ML P TollIL-1 324K ( Toll/IL-1 re-
ceptor domain, TIR) 4541 5 MyD88 1 #& Jk sy 45
4, MyD88 & K 15 5 IL-1 32 (A G g (1L-1
receptor associated kinase, IRAK) & Jimsh &,
BN IRAK . #0051 IRAK i85 TRAF-6, TRAF-6
G NF-xB #0993 (inhibitor of NF-kB kina-
ses, IKKs) & &Y. NF-«B Il ¥7E IKKs 454
E@f’ﬁﬁﬁ?@&@ﬁ@;a‘ﬂ%ﬁ@,lms (R A NF-kB #T5 ,
B NSRG53 W A T
IL-1.IL- a IL-8.IL12. TNFa%ﬁ’J%ﬁ[m TLR4/
NF- mB? ?LE%;EULW%MJLE{TLB’J L [A) 38 % %E
RA 510 AT 1 B R TSI, RA WA B

B
N

x400)

A AR AN PR -0 I 2 i AR ST IR I LB
FERRFMLE] , Hoh TNF-a 5 RA W6 R bl 3
YIS I E 52, TNF-a 33 3638 A B0/ BUR 2B T2 8 56
R, M H TNF-o 7T RLBH (1 H % 427" TLR4/NF-xB
15 5 38 BT 5 7 A KR AR B, 40 TNF-a L IL-1 45
SRS %5 B M 36, TNF-a REFRAK 22 = DI BE, S5
LR JEE Bt 7K b | 72 % 5 98 )% S ST 46 L i 4
PRI I AR I T % B, TNF-o 5000 Th BE RN 42 45 5] 2
FRIMPE O S R B VI K R, NF-«B 2 3h
[k RERE AL & 2B 1 R Sh LB 2 — , Sl kS RERE Ak )55
FEEL A P AN 55 P B A0 B BRI 1] P R R SRS
HORAL , T AU BB 4> 52 NF-kB Vi, JLF5 5
A SR i s A AR

CRA BB FUE” B U T z!-w%
“ﬁ%ﬂfkﬂﬁ LSR5 'ﬁﬁﬁbﬁ;&ﬁ%mﬂi&tﬂ T\RA

& OB IAT LK, &}Uﬂﬂ%ﬁ/ﬁ% mﬂﬁl?@,%ﬁxﬁ

45 RA M%ZK;@%)L,J\?F%%E’J% \\m\ U JE F
P I 0 I BT R ,zsz%f;ﬂﬂfamz
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Az R AR B . AR B 2R R A G 4
(EIT I, F HLR T v 2 1 5500 B KU 38, 1o
FGAREAE Ik % o Z 25l i G R ARE.
R DU R 25 ALK, O TP B AR AL (PR IE [ 3, 5L
BESAEAT , BB DO LA R A S5 4, el 42 & e
XU WUAR A 51 , e o LB I, FR 4P 0o Zh B
VA FK I I A AL, LIS I 25 A0 L
e/INEUB LT O LR, 3 SOD &5 &, I 0 L4 i
(SRS B TR A HE LA B A B R L A
I, T TR 2 A M R B LT AL 1o 5 it
WA FR I ARSI R PR AR P T B I O UL T g AR
PEVRIE , e WL ShAE ' . RTIIBE ST IR R, 3
U HEREME PR S KR 7 .CRP .ol BRTEAHEE 1 L 1
T AR E 1 G TNF-a IL-17 28585 B /K, b %
GREJAEXT LA Beis A AA KRG IEZL
214 g R (A RGLH MR-, R LR 4R AR I E-9 1Y
TR VK52 200 7 o ) S A, A L 5 7 XL
R BEA AR 2 FRAIG AA KERUIALYE i 144 K (brain na-
triuretic peptide,BNP) .0l BNP mRNA 3k, i
B ATRY IR E RS, AR O
ARWFFRAE IR AA KRAETEOIIRES 7, i g
55 TLR4/NF-«B {5538 I i 13 G b %o 7E4A T
AR BERIT G, AA KRR , 487755 KUk 4
Y F] BE 2 410 ] TLR4A/NF-«B {5 5 38 J 1 1, Wk 2>
TNF-a SE80R 719500, s AA REGDALIRE

£ % x W
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