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WE BN HTHERASBEF L @BG R EME, FiE R RALSME, KA 30 mmol - L™ #] & 4 T
24 h -SRI, 2 A X B BA BAE FEAIKEELE(10 pg-ml ") FESPREL(30 pg-ml ) FEES G K
FEAA(100 pg-mL™") . KA CCK-8 3ol 4m A3 70 45 7y | R)JR 52 3o #a ) 2w BT A5 58 71, qPCR 35440 TNF-o TL-6 5 K 2 B F
mRNA % ik ELISA #1224 it £ & TNF-a IL-6 #94% , Western blot 3% ## % % i, TLR4 NF-«B . p-NF-«kB . TNF-a %
IL-6 Fa ki, &R Lrimarks EAameXRes R LH%IL(P<0.01), 2@+ TNF-a IL-6,CCL24 mRNA &
ERF EFiR P TNF-a IL-6 454 % #2 TLR4 .p—-NF-kB/NF-kB . TNF-a & IL-6 & & & ik 3§ B %38 A ( P<0. 05, P<0.01) .
LA ARt | Sk 0% 4 4 iR R IR R B & (P<0.01) , R it ¥ TNF-a IL-6 #9148 F= mRNA %34, A& TLR4 p-NF-«B/
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Huangqi Decoction Regulates TLR4/NF-kB Pathway to Improve High Glucose-Induced Podocyte Injury
RUI Rong, CHEN Ying, ZHU Bing-bing, CAO Ai-li, WANG Hao, WANG Li
(Putuo Hospital, Shanghai University of Chinese Medicine, Shanghai 200062, China)

ABSTRACT: OBJECTIVE To investigate the effect and mechanism of Huangqi Decoction on high glucose—induced podocyte inju-
ry. METHODS Human podocytes were cultured in vitro and treated with 30 mmol-L™" glucose for 24 h to induce injury. The groups
were divided into control group, model group, low—, medium— and high - concentration of Huangqi Decoction groups ( 10, 30,
100 pg-mL™"). The cell proliferation was detected by CCK-8 method, the mRNA expression of TNF-« and IL—6 was detected by
qPCR, the contents of TNF~a and IL—6 in podocyte supernatant were detected by ELISA | and the protein expression of TLR4, p—NF-
kB, NF-kB, TNF-a and IL-6 in podocytes was detected by Western blot. RESULTS Compared with the control group, the mRNA
expression of TNF-a, IL-6, CCL24, the contents of TNF~a and IL-6 and the protein expression of TLR4, p—NF-kB/NF-kB,
TNF-a and IL—=6 in podocytes significantly increased ( P<0. 05, P<0.01). Compared with the model group, the mRNA expression
and contents of TNF—o, IL—6 and the protein expression of TLR4, p—NF-«kB/NF-«kB, TNF-a and IL-6 in podocytes of Huangqi De-
coction groups significantly decreased (P<0.05, P<0.01). CONCLUSION Huangqi Decoction can reduce the inflammatory dam-
age of human podocytes induced by high glucose, enhance cell proliferation and migration, and inhibit cell apoptosis. The mechanism
may be related to the inhibition of TLR4/NF-kB signal pathway and down-regulation of the inflammatory factors expression.
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B5 R 955 ' 95 ( Diabetic nephropathy, DN) 2 i 0E St As vl b A HAS W] 306 5 | 75 B2 R B 0B A7
PRI B M AE IF RE 2 — , e P E RS Bkt R RIS T BURNA 0 5 B 1 DN
B, — BRI DN & RZR I E e, B Ohae s SERRIOCHE, 8k IR i p /N i R

Wris HEA . 2022-01-15

E€WE: X ARRA RS H RIS TH (81803921) 5 i i B 24 R 2% i e 947 3l 14 PH B — e e e J5L G108 141 BA ( 15-DX-03GD) 5 |
Y 245 K2 B A B2 D o PR R S RHIF I I (20203604 ) 53 75 2 DX T2 e E AR SE M QU T L ( ptkowws202001 ) 5 b3 717 2 2
6 LRI H (ZK2019A12)

FE—EE: WH, L, WA E-mail : 1247689105@ qq. com

BEEE: TH, 2, AT R, F2 NG 2 A BERIPLEI T, E-mail : wanglitem2007@ 163. com



— 608 —

INUA BB I L3 30 3 2 i 280 51 e IR 2 1 70 DA 4
I AR RIS B I SAE AT AL, 38 1l )
REFRA ™ o JE 4 MR B /N R U8 o 7 I 17 32 4
Ty WEFE R BT, 2 A0 A T R R ER R, 255
R A S D RE SR R MR B/ NERDE S DI RE
RRSE A ] 305 7 AR R IR, 5 EUE T RE
FU PR U A A A A5 A A 2 T S 2%
DN i & (A RAR A

PEPESAEZ DN Y -2 B AR, DN L I5T RI AT
WLEEE 4 F 40 /1 2R (Interleukin, L) =6 R R 4L
A F—a( Tumor necrosis factor—a, TNF—a ) ZE4iE 4 [H
TR MR RRCAE | ERT 0 o e AR 1 RS ) 2 A R
e TR 2 A0 A 15 0 A R YT SR s 2 — 1 R
2B # KT - kB ( Nuclear factor kappa—B, NF-«kB)
P KIS 5 RAE SO 0 5L R 3Rk J2 2 40 i i 4
B H EEHE 5, Toll #E3Z 1K 4 (Toll -like receptor 4,
TLR4) 7£ DN B /NERRAE N LRI P W R &
TERT 2RI NF-kB W% s 77 TLR4/
NF-kB 15538 P& #0575 3002 4 240 il X1 Fn a4k
774/ DN R R GE R

HEDHA TR LR R Ire) 6
TET B R AR R 2114 dE Lk
T A B KR T BRI, R TR
OB R M DA T L, HLJ7 v R 1 I
Bl E N = S R WA R NI ) = 40 AR N Bl 1
PR R ) B N e BRI bR, =23k
Fr B PR 2 2 HAS A A I v ) el T %
PRAIARZE AL F ok . A A BAFTEA B 5 R B, B
o S HE M Lo BAT B AR AP, mT A RO AP
2, 4L DN iEJE ' {H# [ 7E DN F A2 ok
T R AN A AE B 1 1 M T BIL TR B I 1 A B B PRt
ARG R BRI R X SR T A 4 I A DR A A
PR AT REHLAR , S B i R I I3 2%
1 #R5FE
1.1 4

AL E 41 MR ( Human podocyte, HPC) , i
J2E Mount Sinai P& B ZEVT 2 FBENG %
1.2 2§y

WA RN 2 kg R 2 kg, &
114 2 kg, b MF 1 kg, EHLEE 3 kg, IR 2 kg
MK HE 1 kg, 31 13 kg M/KIAEFEZE 2 h )5
AR, BY TR N K gy B S AR IR G IR AR
2, BIF 3 UREEIBOR, Wl e i I, L 95%

B A S 24 K 22 3, 2022 4FE 7 A4 38 4545 7

CEVHT A 70% , # B L, W I,
TR TEA 105 °C T IR T 48 h, 15 T RHE
B, 1 g B T 7.5 g bJr i,

TR I SRR A PRGSO T
PEEY) , 2l B KT S R M R i i T
RPMI-1640 325505 , 22 0. 22 pum i g 41 B8 I I
il BT TV B TR, 4 C R IR
1.3 FZEH

D - #i %j % ( Biosharp 2~ ®), 5% 5. BS099 ),
RPMI- 1640 5 3% 3 ( Gibco A #l, % 5.
C11875500BT) ; TLR4 T {& ( Abcam A #l, 58 5.
ab13556 ), NF — kB #T 1A ( Abcam 2\ H], % 5.
ab16502) ,p—NF-«B Hif& (CST 2], 55%5:3033T) ,
TNF-a $U4K ( Abcam 23 &), 585 : ab66579 ) , IL-6 i
& ( Abcam A 5], 575 :ab93356) , GAPDH Hi44 ( Ab-
cam 23 A, 5245 ab22555) ; qPCR ik & [ R A1k
BHE (et AR W], 5245 . FP205-03 ], CCK-8 ik
F& (HAR AL w5, 555 . PG657 ) , IL-6
ELISA 77 & (Jb 5t F g e e B R A BR A &), 1%
= .BDEL-0022) , TNF-a ELISA i 7 £ (b 57 i
T IR ARG BRA A, 555 : BDEL-0049)

1.4 {438

M TAES (ESCO AH], BIS . SVE-6A1) ;
EALREE 46 ( Thermo Fisher Scientific 2 ], -5,
HERAcell2401) ; FL7K Y ( BIO-RAD 23], A1 5. 165
8001) ; A b5/ #r 4% ( BIO-RAD A F], #45 ; BioRad -
680) ; 1k 2% &t A2 { ( BIO - RAD A W], #1145,
CDT94547) ; % )6 i % (OLMYPUS A A, A5,
CKX41/U-RFLT50) ; qPCR 1X ( ABI 23 A, 1 =,
ABI7300) .

1.5 CCK-8 iEAaill 4 it 5 fig

OR8N A AT 28 R il 3 b ) T 1
BCANRRE , TR BAL 1x10° A2 EEE T 96
LA, LA 100 WL AHAEET , 43 4 L4 (R
T ) SR E R (1.3.10,30,100,300,1 000,
3000 g mL ™) 4L, B4 6 NEFL, A
33 CHEFRAALRLEREFE 12 h 5 W2 40 it 0 B 175 e
FRAE 134320 AKH 7 i A B R 2 Ak 2k 5 5% 24
48 72 h FEFREEH G, BALINA 100 pL. CCK-8 T.4E
WAE 33 CHFH 2 h, i FHEGHR U E 450 nm AEWO
FECA) . 4 3 58 4 ) 8 1 58 0 =, 9 il R =

Hin CCK-8 TAEW ; »TFa4H B im4uffs .CCK-8 TAE
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1.6 S K 4nel

MBI T 33 °C 5% CO, MR, E&A
109 )16 4= M35 (1% J1 &% 28 % B4 il (Insulin trans-
ferrin selenium , ITS) 1% 75 5% &K ( Penicillin strepto-
mycin, PS) ) RPMI-1640 17 573 4858, F 37 °C |
5% CO, MM T4k 7 d AT, S8R5y Xt
MEZH (5 mmol -L™" #Z k) HEHIZH (30 mmol - L™ 3
IR ) | B R B 4 (30 mmol - L7 A %4 M +
10 pg-mL™ 3 K %), ® Kk E A
(30 mmol - L™" % +30 pg-mL™' HEKW) KW
EWR A (30 mmol - L™ #j &G +100 wg-mL™" (€
D) o BEEATERPRIBET 2 h DA 40355 24 h
JE T 525
1.7 S0 SE 0G0 20 e 1T 7% e

BBOGT B304 A 0T 9 N J 200 i 2 T e T AL S T
B, TR R B AL 1x 10" BT 6 fLR

H TN 33 °C 15 3R 46 vh R 3% 2 A0 NG RE L RS &
37 CHEFRAIP RS 3R 7 A, HICH AL HERT 2 h fin
A TMIER 7R3, M 100 pL ek T
MR RIZE , PBS VU 2 bR BT AN, A I 25 Py itk
AT, 7 RPF o S R AR 25 J5 w1 aa IR B
BEANBRR] 33 C B FRAA RS 37 24 h 5 TR — 7 B
AR R Image J 0 Mr R BE A 11545 4L 40
MEERR, T = (VIR B I -24 h R
)/ (PIRIEESTRIAR ) X100%
1.8 qPCR LA 41 i R A4E T35

I 10 em ?Hﬂﬁ@i%%mi%%éﬁiﬂﬂ, AR IR
CCK-8 Kl 25 5 1% B 530 B 100 pg-mL™" 24
TXIRL T 24 h e, AR R & UL B A AT A
FH 2754 315 mRNA ik,

SIS A Bk R AR ) TR A PR
Pt FAIANER 1 Fs .,

®1 HWRXERTIIWFT

Table 1 Cellular inflammatory factor primer sequence

EIR/EAR S EHEG1Y

TG

B—actin 5-GAAGTGTGACGTGGACATCC-3" 5~CCGATCCACACGGAGTACTT-3"
Ay WHIBEE [ 1(SPP1) 5~CTCCATTGACTCGAACGACTC-3" 5-CAGGTCTGCGAAACTTCTTAGAT-3"
IL-1a 5-TGGTAGTAGCAACCAACGGGA-3" 5~ACTTTGATTGAGGGCGTCATTC-3"
IL-1B 5~CCTGTCCTGCGTGTTGAAAGA -3 5-GGGAACTGGGCAGACTCAAA -3’
IL-6 5~ACTCACCTCTTCAGAACGAATTG-3" 5~CCATCTTTGGAAGGTTCAGGTTG-3"
IL-10 5~TCAAGGCGCATGTGAACTCC-3" 5-GATGTCAAACTCACTCATGGCT-3"
IL-11 5-CTGGGCTAGGGCATGAACTG-3" 5~CTGGGACTCCAAGTGCAAGA -3
TNF-a 5~CCCAGGCAGTCAGATCATCTTC-3" 5~GCTGCCCCTCAGCTTGAG-3"
CC ¥tk R FER (CCL) 2 5~CAGCCAGATGCAATCAATGCC-3" 5~TGGAATCCTGAACCCACTTCT-3"
CCL3 5~AGTTCTCTGCATCACTTGCTG-3" 5-CGGCTTCGCTTGGTTAGGAA-3"
CCL8 5-TGGAGAGCTACACAAGAATCACC-3 5-TGGTCCAGATGCTTCATGGAA-3"
CCL.20 5~TGCTGTACCAAGAGTTTGCTC-3 5~CGCACACAGACAACTTTTTCTTT-3
CClL24 5~ACATCATCCCTACGGGCTCT-3" 5-CTTGGGGTCGCCACAGAAC-3"
CXC #fL N T3& (CXCR)1  5~CTGACCCAGAAGCGTCACTTG-3 5~CCAGGACCTCATAGCAAACTG-3"
CXCR5 5~CACGTTGCACCTTCTCCCAA-3" 5-GGAATCCCGCCACATGGTAG-3"

1.9 ELISA 46 W0 20 it ¥ 2 5% 7K F
WA ZH A 3 55 24 h 0 ISR, 3 BRI )
EULHIHEATERAE R A0 M EVE WP TNF-a (IL-6
K-
1.10  Western blot 460 20 it &5 11 26 ik /K
F AR SR 24 h IS HRBUE A, BCA HE &
P, JE4T SDS-PAGE BEfiRHLIK K I &
PVDF ii,5%BSA £ 1 h, AR R —$i,4 CHEAK
WEE ., YR A TBST BEAK 3 ¥k, &K 5 min, /il

AX N ZHi IR BEE 1 h, TBST BEME 3 ¥k, Bk
5 min, ECL ##% 2 5 , i F] Tmage J 3K1F 40 HT 45417,
HRAHHMENS GAPDH il 5 H &4 EH
FHXTFRA R, LIRS ES 3 K,
L 11 SEr2Eamr

SEE B K GraphPad Prism 9. 0 41758
THaHr, TR S R L ERBUE(n=3) , T4k
PELL xxs Fom Wl IER A0 M g7 22551, P4 ]
PSR ¢ K50, 22 20 1) b3 R B R R O 2293807 5
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AN REE SR BRI S, DL P<0.05 o H M, AW 3.10.30,100 pg-mL™ B XT 2

AgatEE X, JHL 3 A% P TG B 52 (P>0.05) , 25 R L3R 2,
2 #R I, ARG PR 10,30 ,100 pg - mL™" =/~ J L 2%
2.1 BTN L A L B T R S AR RS T A A R A B

CCK-8 KrllZs R /n, 5 ED 1 pg-ml™" 4
R2 AEREEEZEMAMIEEIG RN (is, % ,n=3)

Table 2 Effect of different concentration of Huangqi Decoction on podocyte proliferation (x+s,% ,n=3)

R/ (ngemL™) 24 h 48 h 72 h
1 7.56+2.69 7.56+2.12 8.33+1.51
3 7.34+3.93 8.31£2.09 8.96+1.43
10 8.74+5.23 10. 89+4. 56 10.93+1.99
30 9.63+3.95 10. 71+4.55 11. 18+2.48
100 8.36+3.42 11.23+4.37 10. 03+2. 96
300 27.00+3.74"" 45.62+6.31"" 52.19+3.93 "
1 000 42.08+3.18"" 62.70+2.28"" 66.92+6.02""
3 000 51.05+2.71"" 78.48+1.05"" 82.78+4.05""

WS HED 1 ug-mL ™" 48, ** P<0.01,

2.2 HEWNEAEE S R AT R LR RE B RIBERMERT SRR L, T 10,30,100 pg-mL
AL I T UG, A A A RR &S R T R (P<

ZER R SX IR L BB AR A A 0.01)  RIIE EAUGE 1 RoExT 2 40T RS R
R WFEAR(P<0.01) , GEBAmEIIE 1 2 A0MERE  RESIROMEIT SR IR 1,

etk B

24h

A g IEHITRIES Sl A R4
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®H 20}
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D i N
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R

& &&é@@o
TE . 5 XH IR LA, * P<0. 01; SHOBAT AL, ** P<0. 01, x+s,n=3,
E1 EXKFXEHEEIRENNZMm
Fig. 1 Effect of Huangqi Decoction on the migration ability of podocyte
2.3 BN RN RAER T mRNA ik Y520 mRNA ik % L (P<0.05,P<0.01) ; 5HAI4]

5% AR, BEAVZH P TL-6  TNF-a ,CCL24 ML, mlkERE K TH)E, 24 d IL-6 1
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TNF-a mRNA FEH B A (P<0.01) R il s i 500 R AR S E S, 45 R ILIAL 2,

Sr - AR
-
4k R R A

SR A AE P T mRNAZ K

IL10  IL-11  [L-6 TNFa CCL2 IL-la CCL3 IL-1B CCL8 CXCRI CCL20 CXCR5 CCL24 SPP1
TE: S5XHRALEEL, " P<0. 05, P<0. 01; SEAILL AL, ™ P<0. 01, x2s,n=3,
2 BHEZGWEHAMRKERF mRNA RiZH G
Fig.2 Effect of Huangqi Decoction on the mRNA fold change of podocyte inflammatory cytokine
2.4 WX ERA ARG FIER D IL-6 A1 KA T I RN T BRI IL-6 FI TNF—o AY7K
TNF - 7KV [ 5 W] F-(P<0.01) , KRBT K7 R Il = W = 1 2 4
ELISA Z53R Won  SXMAAR L BERAH AR MOrP ARAE F IL-6 \ TNF -« Y730, 0 i) 2 400 i 5%
SiEH T TL-6 FIl TNF-a /KPR TR (P<0.01) 58 AESON, 45 R ILIAT 3,

400 1 1000
~ 300 _: 800
2 £ 600
s 200 =
S T 400
? i
2 100
= & 200
0 ’ D D R DN R
5 5 5 5 D
Sl A A A
B R VS SRV R
A\ PR

TF . SR A, ¥ P<0. 01 SEERAT HUES, ** P<0. 01, Fts,n=3,
B3 #HRZWEHAE EFRHRERFKFENRD
Fig. 3 Effect of Huangqi Decoction on the levels of inflammatory cytokine in the supernatant of podocyte
2.5 HERHM EEA SR IL-6 F TNF-a  —3( B4 IL-6 Al TNF-a B8R 13 350KF B 3
HHFRBHIF T XL (P<0.01) ; S THUNF T IL-6 Al
i3 Western blot # — 5 B i 51 5 17 0 /& HE 175 TNF-a (985 F13%35 (P<0. 05, P<0.01) , RWITTE T
TR AR AE I HIAE . 5 ELISA S5 5REA ATRHAS SR 00 S A S AE SO, S5 SR LI 4,

4 2.0 #
Wik WikE i s # — .
MURAL  BOMAL ORI PORIEAL RIE £ & I
[ 1.0
o[ e ——— ] %, . 3
2 T e Jos
0
e =z x S B D > B
S . Z. & B ¢ § ¢
o @ & F o & F
&N S 4 ¥ 4®
& & & & & &

T A IR H#, M P<0. 01 SHERIZ HAS, * P<0. 05, “* P<0.01, %+s,n=3,
B4 FEXFNBMABPRERFEERIENZI

Fig. 4 Effect of Huangqi Decoction on the protein expression of podocyte inflammatory cytokine
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2.6 EEEIAXEBEE S R 41l TLR4/NF-kB 55
3 1) R

W 1 Western blot 1 — 730 #7 8# BE 37 % = M55
YL T TLR4/NF-«B 15538 8% 52 0 |, 45 5%
W] TLR4 Al p-NF-kB/NF-«kB % FH F ik K F7E 5

sy fiky Wi
WAL BUBAL (R PRI R
1t [ QD S S o

TLR4/GAPDH

p-NF»KBI——- — — “I

NF-cB [ G e— G —

e =X X X 3

MR P E 2 A2 i 2022 4F 7 A &5 38 4 7 1)

WAL 3 A P 34 2 T (P<0. 01) |, BT AL
PRI, RN TLR4 Fl p—NF-kB/NF-kB & H 1
FIk W E AR (P<0.01) , FRBIE R AT I = 75
T AL TLR4/NF-«B 15 538 #% B 0 | 45 1)
LS,

p-NF-kB/NF-kB

T SRR LS, Y P<0. 01 SIANL LA, ™" P<0. 01, x2s,n=3,
5 BEHMWEHAMH TLR4 NF-xB EEORIZWFIT
Fig.5 Effect of Huangqi Decoction on the protein expression of TLR4 and NF-kB in podocyte

3 ifig

W RA T Z B2 BTG, C IR Al
W Z A H AR S DN F R, 7 AT A 22 i i i
WA — 1% 7 (Liquid chromatograph mass spec-
trometer, LC — MS) 43 B 48 %€ ¥ (1% 19 32 2236 P Al
Gt LR BRI YRR IO BB AR L R
MR TR TR VBT RO MR CH R, B
MR AIFTE R, B T A B T A A 240 A
S B WOE BE AR A E T TNF - IL=6 7
AENST TSR AN I BT R L B RE D, B A O
T2 R OB SR Y B E 25 A AN T g i
(VTR EF VO S Tk = 311 0I i L i) L = g4 \S O 3T 3 0
S B A E AU 23, &2 B )5 2 e A — R B
Ao, IR BB 1 e 380 A 9 o, S B0 FIROE
Ji, J2 DN K L o ) — > B SRR R A2
240 M 3T R D B S AR 2 EAT P DN A i i T30 A
T AP BAHTAE I R TAE R 3, #EE ]
REAR T DN ISR 2 1 RSP 22l A 4
M RERA LA ORI 1 . A0TSR 1
WM IEAR TR Z — , AR IE W A KA A
SRR, A 40T RS S 18 U0 A AL A B B AR 2
L, ARG R T e S EOE AR 2Ok AR
Boilb AR R/ NER R B R 1
SR TR R E R RATTAE 2 A
PSR SR A B, BRI 24 h JR AR ZH A 20 Y
RIRATS B AR T X IR, 25 5 T U 45 41 X
IR A AR T 4] W] 2 k3% | IR ] 29 RE A% 410 il
TS I AL AT RS BRI RE T A e AL A

MR AT RE AR E , B SRR EE N R A4,
PR /NERUE BRI DN B 1R .
RITSE DN & Ji 5280 5 BR LA, 48 1 40 it 3=
T AT A2 HE B UE 21 4 4L, i 5B 412U B 4G, DN
B RIEIRE T, RAEH T 10 50 W38 £ | G 40 i
PSR F B UL B BRI i — 2 A R R
5, AN RAE I B BRAERF T &
PRBE R /I BV I v 48 E 40 B R 7 mRNA 3k 8
# I, A 45 CCL2, CCL3, CCL8, CCL20, CCL24 .
CXCR1,CXCR5 IL-1a IL-1B . IL-6 . IL-10 IL-11,
TNF-a DL K Sppl'™®, A5 i qPCR A i b
IR RGN 3R RAE R T i 23k, 50 B
AH L BRI h TNF-a IL-6 .CCL24 ) mRNA 35
B S B0, FLAh S AE R A A 22 7 K
()T 10 BH o B A T R B S S A R I TNF -
IL-6 mRNA £ik, BILHFKBH 4 MK
E——CC .C .CXC Fl CX3C, CC #fkH T %%l Je
Bt DN HEF /NG SR E B0 005 ) K28 B A A
W], CCL24 7T LI i 9l 4 J 200 B 48 i >R DR 5
IEE  CXCR % CXCRI #l CXCR5 W2 55
B /NER N R 405 457202 A e A I R OR
SxHUMAE R, TR AR B R, B AR S A 4 HoAth
RIEHFRIATC W E 257, ATREEH THMKE 2
(] A AH A A TR 3 B 35 0 B, 55— 71, DN
AR K, ROAE P 7 I A 5F 5 2 41 DN
TR ) AR SRR [ R DG s A o AN BB HE I o) 35 Fsf
()% ST K F I W52, A WS R, B T IROK
P R R AE B IL-6  TNF —a K3k 1Y 3
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Tt AR A BARTIAIG AR 7T 4 2R, B R 1 e /D DN
BEIRBME A 24 h JREFE R, BIKR A&
FIHEMER A 3K DN B LT H R IE - 1L-6
TNF—o 7K, 238 B B PN IR 4% o Wl o A 1)
B ORERL, 2EZE DN E B AW g b, FRATE
i ELISA F1 Western blot #F— 5 560 UE 8% (17 X = bl
5T 110 A2 20 R A B AT AR TESE B B
A AR AE

AT JE S, TLR4/NF —kB 15 53 5% 2 )i 2h P9 U5
PERIE(E 5 5% F I 2 MIRAE , INF-a F1 IL-6 /&
TLR4/NF-«B {5538 B #E 0779 . TLR4 2R
E T8 IR B ST NF-kB 5 JRAE I 2
DIFHSG , Rl 2 B 2 2 F TLR4 1 33K Pk
P ) TLR4 78 '3 JIE th i 5 2 20 i NF-kB [ 7
Ak, AR 48 5E AT TNF—ou IL—6 [T, im0 2 4
MR RAERT Y IR 2 BT B
LA B AT TLR4/NF-kB {5 58 B a1,
. A AR A B 2B T 3E 5 R 1 TLR4/NF -
kB {5 Sl %, W] IL-6 TNF-a (93635, M3% CVB,
5 000 LA 403 R0 2 RE 2 22 5 TR 2 22 ] 9 4
TLR4/TRAF6/NF-«B {5538 I , & #4108 Ak e
ToVEF s b3 O A BT 40 ) TLR4/NF-«B
I VR FI R 2 B T R SR Y A 2 b
FEPCY B A i 1B U (IkB kinase , IKK) —NF-
kB I G BEAR B AN AR AE BN B 5 R
PER s iR T R R A Bk R 15112
PEJRAE AV AL R B, PR B 145 D e, 5 3 NF -
kB AYTEILAE O Tk, FRATIAE T # 1E  vl RE
Y 2 MLy TLR4/NF—«B 15538 B () 1% v, 3 i
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