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[K5iA | TollEx4k 4 JfEME; Ham, R#FEL

[ ZE| BM HitesEEF aFst THP-1 2 min 5k % & BT 494 A A4+ TLR4/NF-KB 12 538 % &
fefkiE B E o FREREAERATHTR. FE AR ISP E e R4 RR KM FE (5 FL. FRE.F
o AE ) EFH L FHE THP-1 2 m 4k 48 h/s AR B TLR4 ¥ F% 1% Ak M TLR4/NF-KB/Z 5@ %% 5, M 2 THP-1
wmpa k@ TLR4F=m M N NF-KB p6S BB L R A R-FR A amie N 1BflfBRreBl-F atife . L&
FPit &AM TLR4AE G A mie M NF-KB p65#88 {L& & K -F; A1 RT-Q-PCR 4 M TLR4 mRNA & & ik K -F; F 858K
FERM kM mie LFRT amEAE 1IBARRBREEF athKP. ER SEFst@abii, $bkiet
Fo OS2 1E R EHLEZ A TG, THP-120/8 TLR4 NF-KB p65# B2 L& & & TLR4 mRNA & ik R -F AR 5 ik
amipNE 1BRMBARART athit ) 2F A Z (P < Q 05); THP-149 /2 TLR4 NF-KB p65 &% B2 L& & & TLR4
mRNA R B K-FAR S mNF 1BFBAART ot AR ERTFL LGN nnEFH, LY
TLR4/NF-KBfZ 5@ 3% (A BT G, ik G M A-Z 1BAMB AR BT athst ) IEIk, 4510 b th ek R e E
1B R LB F 69 i ST R B AL B 16 F THP-149 f2 TLR4/NF-KB 12 5 i@ 9% 49 75 4L, TLR4/NF-XB 1% 5 i %%
BREREIE & H  FAR THP-1 0 e K B TR P2 E 245,
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[ABSTRACT] Aim To mvestigate the effect of serum of obese people on the fom ation process of nflanm atory fac-
tor secreted by THP-1 cell lng meanwhilg to mquire the role of TLR4 /NF-KB signaling pathway on proinflanm atory effect
of the serum of obesity M ethods THP-1 cell line was culiured fran the serum of volunteers w ith varying degrees of
m etabolic disorders (4 groups in tota] nomalpeople smple obesity obesity with hyperglycem i obesity w ith hyperglyce-
m ia canbining hypertension and hyperlipidem ia 15 cases of each group) for48 h and then TLR4 /NF-KB signaling pathw ay
is blocked by TLR4 monoclonal antibody W e observed the TLR4 mRNA and protein content on cell surface the level of
NF-KB p65 phosphorylation in THP-1 cell line and IL-18 and TNF-a expression i culure supematant TLR4 protein con-
tent and the level of NF-KB p65 phosphorylation were m easured by W estem blotting TLR4 mRNA wasm easured by RT-Q-
PCR, the expression of IL-1B and TNF-a were detected by ELISA. Results Canpared w ith nom al group The TLR4
mRNA and protein content the level of NF-KB p65 phosphorylation m THP-1 cell line and I.-1 and TNF-a expression n
culure supematant culured by the serum fram the smple obesity obesity w ith m etabolic disorders increasg in which the
TLR4 mRNA and protein content the level of NF-KB p65 phosphorylation, the IL-1 and TNF-a expression increased w ith
can ponent of m etabolic disorders W hile TLR4 was blocked by TLR4 m onoclonal antibody the ability of secreting IL-1 and
TNF-a reduced Conclusion The serum of smple obesity and obesity w ith vary ng degrees ofm etabolic disorders can
induce the activation of TLR4/NF-KB signaling pathway on THP-1 cell lne TLR4/NF-KB signaling pathway plays an -

portant part in proinflanm atory effect of the serum of obese people
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A, X g 5 23 A AR & 48 AT o3 A7
LA B N IR e Ve MR Y. BRI SR —
FhE BRI 9 A 2R, BE4 W 2 FPIR R T, 7EREAY:
i HH, B 43 WA (DRI 2% 0 A0 M TR 1 R R I A B
JORE R A=, X 4 B P 9% 4 78 I Ak 5] AR 18 3 L
MiRAERBRRBCEER" . IR SR, hHRE
FEHC(BM ) 5 I 2% R SRR R T o (TNF-a ) ¥R FE [
BB IEMKK R, R84 B 5 i3 4
SN IRF BIKF R 3 A 9% . AR SR B 7T R B,
JIE B RN e A U F 7 TollkE %1k 4
(TLR4)1E S @B & . A5 SR W A b
R BRRE R BN R AR 1T 25 L R A S (e 3 N SR A 4T
TH P-1#R B A I K7 FIAE FH % TLR4/NF-XB {5 5
TR ARSI O, B 7E N IR ERE B AH D% B 0
(B 8 R AR (K4

1 XM&RM7FE

L1 fARIR

W 20094 2 F 10A AR AL WRITE 5
VHIBEAEERFFRIFER S ZILEE SHRE
HAEE 150 NEREMFE THIRE—T: EF
MEBASRHEMNAHFH HEACERA®EEA, T
omAEfmENFE. BEHARBEFHELSE B
BEYY (BM 1225 kg/m® S B4 ERE 290 an, & 2
80 an); WrAHmMAE . MEE- MERFHEMEEX
B E. PRAFTOEEEE R (BMI225
kg/m’ HEHFERE 290 an, %1 280 an); @i 4
B¥ (FHEME 26 |mmol/LERES 2 hinhg 2
7 8mmol/L); WrA&FmAig . mEREHMEESY
B E. EHAFMNRHFTAHEELE BHF
(BM 1225 kg/m® 5 B FEE 290 an, 1 280
an); @ 1% F % (gﬂglﬁlﬁ? 26 1 mmol/L & & &
& 2 hiiAF 27 8 mmol/L); OO fig Z 3, [ H i =
B (TG) 21 7 mmol/L 5 % fE B 8 (TC) 235 2
mmol/LE & % E & & L B & (HDLC) < 1 03
mmol/L(F M ). < 1L 29 mmol/L(% % ) (KX E J7
EEMEEE (IDLC) 22 6 mmol/L]; 1 JE& ¥
(K% E 2140 mmH g K475 & 290 mmHg). #%

ol REBMRE; @RERBRA; ME & E&
Wk 1EERA, HRSCELH HAZW

OB RAEA R R A AR AT ILE R
& 40 5800 L R AT R A B B R A %
ERAKFTER ZEHY TERE & Bon L
REFMBRBERENE; OFtaFEH. XEH

HZREFZE 12hEREME KM 10mL £ 2 h
W B QL (2000 r/m ), 2% miF, T - 70CKARF
AT 4T
L 2 #mpaFnit 7

NEZ B (THP-1) 0 RT-Q-PCR 5| 4 i &
BA¥ZTEREFIA T REAK T, TLR4HA.
% ATABEEL AL NF-KB p65 4tk 1 & 1 A NF-KB p65
FIR B-actin A 14 B Abcan /2 8); TLR4 ¥ 7 % 47
R B Biolegend/A 8; A TNF-af1 IL-18 ELISA %
MXF & W E Biamed A F .
L 3 mpaiEsE

THP-1 48 fg 42 T & 100 f6 4 M 7& 100 kU /L
FEX.100mg/L 5% & . 1% & & B KW RP-
MI1640% &£+, B F 37C. % CO, ¥ A A&
FOEEBAEKET, AR EKNE, #7891
FRER.
L 4 MmMEFLIEFF

Bl &2 ZRF mE 56CAB 30min KiE
FMEJE L 196 B im N\ 4 100 KU /L& E £+ 100
mg/LE#EE & . % £ A8 A9 RIM 116403 7= & &,
Q2mHIATEREER. EM%REF R =E4,
T oA F o B ERM 1 x10° /4 THP-1E M. F A
FH FR TIRAEFTLEFKRTNTHA, UL 5me/LK
EEAMAN TIRAEZERAT T 30mn A5
FERAEE 1% THmFEN RM 16403 %% 2 ml,
BH 48 h/5, ME LA MM TE G M mRNA B9
B, BB B0 B A B3 EVERT - 7T0CHk 4R R
#, T INF-a. IL-1B &4 1 .
L5 GRIZEMTEEN THP-140A6 TIR4AZEHM NF
KB p65HAEL L B HK T

W f g TR 48 hity THP-148 f J5, 46 TR A
1 PBSWE L, KRG H 0 £k PBS #4& A RIPA & #
HE PMSFLL 98: 2 RAFGHRBHARREREG. £
A BCAEHEERANEKELAEGREEK K,
BAHEZEHR 30 Bg DL 2006t im X SDS % X
AAEZ R, 100CE B SmnfFHl. U TH B-
actin /1 A %, & SDS-PAGE M i .0, # i, R 5 A
& 100 fLfE W58 TBST # A 2 h 1R # TLR4 5 NF-
KB p65. B-actingF i & F Fl, ¥ EHK T 4 & TLR4
5 NF-KB p65. B-actin#y = #i 4, 2 Al im A — 1 4C
BHEIR, —~MEZFERTET 2h ECLAF R LR &,
ER- B2 E8 RAA#H KT, K)E¥K NF-KB p65
o R R E R R, R VE % 50 min, TBST & % 3
w, HR 10min FHRTAHRNL NF-XB p65Hi 4k
ACHEIR, ZHER TIHFH 2 h TBSTHE 3%,
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BR 5min ECLAFAXLTE.ERH.EF. 2.
RArA#RAE, Al hage NN EEZR B 5% KE
E, ML TLR4 588 1k NF-KB p65 4% X EH 5 K
% Bractn £ # K BB HEH TIR4E NF-KB p65
REKEN.
L 6 RT-Q-PCR#M TLR4 mRNA

Fl Trizolik R B m7E T 48 h/5 THP-14 flE 1y
K RNA. Fl24NE 8 B4 4t U RNA & & Ao
4%, ODyg /0Dy 7E 1 8~ 2 03E E W, R BH BT 2 B
W RNA %4, DL 18 stE A WS B EH. TLR475]
#p: IE X 4% 5°-AAG CCG AAA GGT GAT TGT TG-
3’, R X % 5> -CTG AGC AGG GTC TTC TCC AC-
3, 18 sBl ¥ F 7. F X4 5 -AGT CCC TGC CCT
TTG TAC ACA-3’, & X 4 5° -CGA TCC GAG GGC
CTC ACT A-3". £ Fl TaaRath One Step SYBR’
PrineScrip RT-PCR K it IHRA 7 &, 4% 3 B 5 B2 &
WA B #AT PCR R R, RN % K5, #Ay 4 4
FomhfEoh &, B CofE, iH& TIRAEFEW CiE S
18 sty CtER =1 ACt UL 2- & ACtEH TLR4
mRNA B 48 % & &
L 7 TNF-a#1 IL-1BA94&

X ELISA #] TNF-a f# IL-1B, TNF-a. IL-18
MEWH]A CVLAH 6 7 oo
L8 BHFERE

HEENU ¢ Tskow, FHAZEURRALEH
EHELH, BAAFE T A E 2 8 89 bRk A R
A b3 HERERUERET, XA X AR,

2 £ R

21 laERER

SIEH X R ZHAH b, RERE %40 BM RO 6] 5t 2
FE (P<Q 05). S5AEREACH IE & 4AH L, IS
I e MU 4H 2 I MBS AN J5 2 hiflbE 22 50 (P <
Q 05), NEMEE IF =Fi A ZELA FBS &S 2 hifl
B TG TC. LDLC LA S W 48 s« &7 5K H 35 2. 2% T s
(P<Q 03 1),
22 BBEEEHBIAEHKEHZILEEZMBEST THP-
14Mff TLR4F0 NF-KB p65#ER 1L RIS

LT HRZEH AR L, BE A I 2 i3 0
J&, THP-140 8 TLR4 mRNA Fl 2K 4 ) & 15 . NF-XB
pOS TR KT LA S A ff 43 TNF-a A1 TL-18 3 fin
(P < Q 05); 5AEPEARE IE % AR, JERES i
PR UL RS I =P ZALA LB F 5,
THP-140/2 TLR4 mRNA F1 %5 [ ()3 . NF-KB p65
TR ALK UL S 40 B 4 6 TNF-a 1 IL-1B 3 Jin (P
< Q 05); SAEMEE FF =MW HFLA L, IEMES
F v A 2H 1 3 % B J5, THP-140 2 TLR4 mRNA
FIEE AL NF-KB p65 7 B2 A4 7K 7 DL K 40 i 43
W TNF-a fil IL-1B R [% (P < Q 05). 7EAERES FEEk
NG AR AL P L, BE L35 % & B 1) ZE 4K,
THP-140/f2 TLR4 mRNA F1 %5 [ ()3 . NF-KB p65
TEER AL 7K F LA K 4l H 43 3 TNF-a F1 IL-1B 380, 78
RE A 5 1o T 28 J AR PP I = Fp AR R ELA N 2=
FEGIEE L (P < Q 05). H TLR4 ¥ TG
T, B IE X A A6, HR =20 THP-1 41 g
TLR4 mRNA Fl & [ KL NF-KB p65 i # 1L K P
PR AR 433 TNF-afl IL-1B FF% (B 1RIER 2).

=1 Et%‘ll’“ﬁﬁﬁﬂtth( X5 n=15)
Wi H IF 55 0] B4 AR 1 21 NS I vt A NEREAE I =P A AL A
5 () 817 10/5 8/7 6/9
T () 47 27 %775 44 60 5 93* 50 60 £7 17 51 40 19 63
BM 1( kg/m?) 22 04 %1 35 27 28 *1. 62° 28 7012 32 a 28 74 X2 58°
JEEHE (am) 79 17 £6 61 90 27 5 78* 92 80 6 84° 93 13 8 66°
2R MBE (mmol/L) 5 14 % 38 53 110 33 7 76 1. 32 & 07 3 59
%25 2 hAILFE (mmol/L) 5 280 99 579 %1 11 12 25 13 63 12 63 16 08®
TG (mmol/L) 1 18%q 43 1. 02+q 28 1. 31 3Q 30 1 76 X 82
TC(mmol/L) 4 58 %0 83 4 350 60 4 5330 45 5 40 %1 45%°
HDLC (mmol/L) 1. 52 %0 31 1. 40 = 25 1. 41 q 27 1L 71 %1 16
LDLC (mmol/L) 2 76 X0 48 2 78 2 50 2 6230 65 3 08 0 99°
e (mmH g) 112 £15 117. %13 114 £13 151 *15%¢
9K IE (mmH g) 69 £10 75 £10 70 £11 87 £17%¢
W g R (mmol/L) Q 76 *a 53 1. 00 +0 64 a 700 19 a72%a 15

ay P< Q03 HIEWXTHEALLE: boA P< 0 05 5IEARBIEFAHLE: A P< 0 05 SIEHE IS IR LLEL
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R 2 BEAHITEFRBRIBEMER TIRABRERGATF/EX THP-14088 TLR4 NF-KB p65 BB 1L LA R 4 A0 L

SEMRE TNF-o. IL-1B 7K FROSL0 (x L5 n= 15)

! TLR4 mRNA TIR4EH NF-KB p658& H TNF-a(ng/L) T.-1B(ng/L)
BT X FR A
BilIRT g R 1. 030 14 Q 16 X0 05 Q 16 *q 02 225 79 £24 29 135 96 £12 73
FUETR T L 070 13 Q 1530 03 Q 133 03 226 82 %26 72 133 19 %16 15
JIE PR 4 I 4L
M35+ 1. 430 19° Q 28 Q 06 Q 26 =0 06 253 30 £31. 57° 153 98 £19 29°
FUETR T 1L 26 XQ 14* 0 17 2o 05 Q 14 Q0 03* 224 43 £26 71 132 78 £23 67*
FIE e L £
37 - 75 2 20 +q 25* Q 40 q 12° Q 44 +a 05® 336 34 126 55" 197. 94 %16 13
DU TR T 2 62 0 20™ 0 38%a 12 Q 190 o4® 316 97435 75" 183 51 £19 30™
RE B2 =P o LA
BRI i R 2 15 £q 23%° 0 85 *a 08 Q 86 Xa 07 456 79 £19 68" 268 74 *14 50"
LA TT 1l 1 44 1q 19 0 19 ta 05 Q 2130 08 412 87 £30 24" 243 05 *19 72

aly P< Q03 5 TR NIEHXIRALE: by P< 0 05 5FE—THT XA IEFHLE: ol P< 05 5F—THXCH
FIFMEEALLE; & P<Q 05 5R—FHUIEHEIFMAEEEALE: & P<a 03 5F—HAFT 48 hit#i.

TLR4

NF-xB p85

practin

L EBHEHIFAEHRHRIAEEMEX TLR4E TIE
AT TG THP-14HA TLR4F1 NF-KB p65 R f5 L7k
op A ANIE# SR, BAMBACH EH 4, C ARSI
FHUREAL, D 9IERES I =AU ZELAL, A DA IE 6 fE 4L 3% T
TR PUAR BT, BIANE A IF AU 1 5 4 103 + 35 P i T+ T
28, CUAARREG 3 o I RE 248 3% T Hik BT i, D ARERE & 3
=AU R AL M T IR DA T4

3 11 i

JIE PR 2 — oo 02 P 28 S 1k 2, B B 2 IR
Y LRI T 4 M A0 20 B BE B, e i R
Wi 7 1 P 40 Pkl R0 g s 4 P 7 T e 5 3 4E IR
P, AHE T U ES T ik 2E R R AR Rk £E 18] 1) ot 3
BRI K T B2, SIEHRA LR, &Epka
T A AU AL, HifniE T THP-14102 48 h
JG, M EiEW T INF-afll L-1B/K P . b4k,
A FLGE R R I, REEA I = Fh AR 25 EL 4 i
T9 THP-1 485 EiGW+H TNF-a fil IL-18 /K-
W o, PR IR EE B A B AL
MIEHREA IR R GEAE F; M EE & AR AU X ELER S
e B I, HC LI AR ARE AR FH AT B .

TollFE 24K R AES SE BT & H, S5
MR G &G, 5l RE 58S, B2 M5 RIER

NEAH G R B 5%, B IE AN AR, I 2
TERBIERE RS Y. NF-KB{S 5B TLR4
SRR PREEZEER. FHAKH,
TLR4/NF-KB/5 5 1@ B A vl Be /E WM R KA
92 e J AR 5 AR LA K I A8 98 R A 2 Jik A A
BERARSR . AW, 5 IE R xR L, A
FEATC VA CARH 6L, H i 7 THP-141/E 48
hJE#RRE 514N TLR 4R IA/K P3G . NF-KB A5
SRR HE AL LA TNF-a A1 IL-18 7K P f 386, 3
o, B I =R 2R AL A T R 4H AR 5 iV B THP-1
A TIR4FKIE/KT NF-KB p65 B 1L 7K1 UL K2 48
ME 7 BiE W TNF-a fl IL-18 7KF & i, 3 e
JHESRE £8 2 () I 375 vl sk s THP-1 40 g | TLR4/
NF-KB A5 518 6 1M & #E 4 28 5E/F F, T HLAE HERE &
A AR 25 LA B R ™ 2 A, i i WeE THP-1 40 g
= TLR4/ NF-XB 15518 B (¥ /E F BsiE, A (i 98
YRR . Dasus 0 58 % B B T F THP-148
JORRTT 040 M R T TLRAWE 4k, 577 & A a] 4R
Witk . ARG RE 2 —5

RAEITFE 3 EHH NF-KB A A 5 5 15 5 B
Wl - Jun S B R b A AS 5 @ BE Al p38 MAPK 15 %
W TS, 2o, DL NF-XB il B E0E 5 S R IE
R CONEE, RS TLR4 558 B Hr ik BH
Wr THP-120 0 I~ TLR4/NF-XB {5 58 1%, 4R )5 F-hn
FHRE FEAE BB 5 IS T- 70 THP-140 0 48 b i 52 41 ffd
B FIEWE TNF-ofl L-1B 7KF, 255 % 50, BT
THP-140fg_ = TLR4/NF-XB {5 5 38 1% )5, JEREE &
& MIE EC THP-1 48 M 73 s TNF-a F1 IL-1B ) R
PR, $R7RTEREREE & FF B A AR X 6L &
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HME R E THP-1 40 fa 43 Wk 28 iE IR+ 19 4 H A,
TLR4/NF-KB{5 5 @A 1 AEH EEMEM.

BRMIR PR LA g 2 Ak, 245 ik, BRI
TLR4 2R IR RO AR, 38 FRA'Y pE '™ &
EEA0EZ 3 AN K= NI EAR S =R 7 Ny
TE ORI E A RS, AL, IE TG thaT
f# TLR4/NF-KB {5 5 18 B 15 Ab I (5 98 RE K] 1 K Ik 1Y
hn; KRB AT I0E 3T3-L1 A4 R H TLR4 M #E
i, SRR FRaE I, {5 IR R CARE 2 A
FE D R BELWT, [R) B B 98 R B TG AT kAR AL
P HRE K, B AS  TLR4 S A B2,
e M7 A5 2 A0 B I B A% 4T R T E 0 R R
(Ang@)HIBL T 3 Wb 2 5E K7, T B Ang @RI %8
FEAE 2@ TIR4AN SR, kel W, ol 3%
TLR 4 R 0% BT SORE 8 B8, M 75 5 % Fh 40 b 58 5
iR TRk, FHIB B B 40 i b TLR4 Fy 3Rk,
T 5 PR R P B0 8 A PR e BELI T2 . ASHIE 2 b, THLP-
14000 - TLRABEBANT G, JEREIE &3 My i 2 4 1E
PRI MIESE TiX— . & TACH EEL™ &= A AE Rk
SRR A AR RN A I v IR IR B R,
M7 A5 1 P B A ) i DR 22— AT 2 AT 3 I35
ATREEA B 2 TLR4 NN YR M B A&, A XF THP-1
FRZI L TLR4 /NF-KB {5 5 38 % ) 8 1 F 5 o,
PRI {8 TH P-140 B8 43 WA B R FE R T % o

gr L RTIR, BERES FREA A A 3L B
T ATE R B THP-1 A% 40 - TLR4/NF-XB{5 5
B R R 2O AR F, 3R BH T TLR 4 B0 1k
H, VHBRAERE, 24 1E E opE . i A 25 AL A S R S5
A e 8 I ek 2 B PR AR R I 6 THP-1 A% 41 g
& TLR4/NF-KB {551 % 1) ) 3 i P A G af 77 Fr 412
RAEAEF . 2458, IEREAE BB V5 IO 28 RE 1 A T
BeIR P 2 B TLR4/NF-KB LAAMFIAE 5 i 1%, IX 77 2
H— PR .
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