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Pk HEE LR T R 220 -
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(R RAE LRI, WIR A SRR AL T S, ATEH 421001 PRIHEREABE KR, #IH 421001)

FEE I Toll #3244 4(TLRAMHIFIRE &1 ILR R B T FIRBER(EGCG)H TLR4 A2 19HH], #FFT apoE* /MR TLR4 K& %
Foft 98 i PR 7 O 208 0 50 Ak o B Ak 5 AR RE ) 24022, AR T TLR4 SR 45 7 5 K AR B Ak 3 28 R 26 PR AR . 5 s i ok
apoE~~ /IR 50 S, BEALAM AL 4 41: FERBK 4106 AL (n=12) BRI AU AL (n=12) FERBK T +EGCG 41(n=13). HMEK
r+EGCG 4l(n=13). #5% 14 A5 15E204), TSR RIE LKA, AT O Jeta W 5% 32 3 bk 240 3l ik s A A Ak (As) B
BT AR, o 43 AT 2 Bl O R B 0 BE B S B A I K TR B 4 L, SR Real time-PCR A% 1] 32 3) lk TLR4 mRNA Fl
CD14mRNA [M5RiE, & ARk TLR4 #1 CD14 81 31A5, ELISA Fll/Is SRl 5 k% 40 fuia b 25 1 -1(MCP-1), g
RFEH T - TNF-a) W . BFFT45 R $277: EGCG {2 e apoE~~ 80 [k S2 0 (K13 Bk AR BEAL T A2, vt o0 FRE AL ) 3= 2l fik 52
AS BEPIIAR 4 (2.37+0.08) mm?,  miIRTAEI+EGCG 411% L3 ik 52 AS BEHR K THIFA Y (1.05+0.13) mm?, EGCG 41/ B 32 3l ik 52
SR TRE LR 1 AR L AR S 0 4B B0 (P < 0.05), iR ET+EGCG 41/ TLR4 85 %55 B3 FIK(P < 0.05), MCP-1, TNF-a

MRk, SR A L R WP < 0.05). TLR4 558 S@BAA SRR AS KA U A EZE,

A SRR R S D AS RAE TR — AN EIR.

KEER SHBKIRFERILL, Toll FE3Z1A 4, FAZAIMIEILEN -1, MRAIERH T -a

ZRPES R363

Bl K 3k FEA 4L (atherosclerosis, AS) & —FE K
Jod AL A R RN b T R S s S BV PR A P 98 R
PIiM. Toll FESZAR(TLRs)E A T KR G e 5 &
i SN ) R 2 Ak, AR NIRRT
e A T B N -kB B RE S RIER . 4l
Tl g B 7 LA A Sz A AL R AR I Rk, 5
LBk A AL IR R A2 S R R R, R R RAT 0 2
1 DA 5 3L 2% 1 ) 4 5 20 PR E 9T 1) ¢ 7, TLR4 7k
AS R KRR T RAEM. St HFEsE
TLRs 5 3y ik it £ B Ak AH 5C (1 3 4 /& C3H//Hed /)
L, %400 TLR4 MIERAMNE T R AESEAR, LS
AHERIE TLR4, [ B SR 8~ 14 JJE, S5Xt
HRALAH L, B AS AR e b, fEA
FUEL AS BB rbv 1)y Bz 40 B, AR 4 A 4
il TLR4 KIEY BER . RESTILREEET
TR IE(EGCG) At &x 7 P I — M el 8 ot IRk
S, LR R A0 L A, 6O il A AT AR
P R, B A R A8 AR SE 56 HIE 52, EGCG Be 41 i
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1.2 EFZEiRF

EGCG(_hifg K A HARA R A A]); EZN.A
Total RNA Kit ¥ [ 3¢ [E Omega-biotek 2 ] ;
MMLYV 5 —%% cDNA & A7 &8 3 MBI 2 F;
A5 i A T AR TR RS A R A\ &
J8; PN Bl TLR4 T4 (ab47093, Abcam 22 7]);
Ji 987 5K BB IR oo (TNF-o) R AZ 40 BB AL B 1 1
(MCP-1)ELISA ik #(Abcam 24 7]); “EH/MEL CD14
%yl D4k M-20 g [ Santa Cruz Bio A #); 4L
O WA H Sigma A 7].
1.3 EZENEE

5] & 6 % 2 B (H A Olympus 2 A );
ABI7500 %6 5E BA K A3 HT #AF(35 [ ABI A )
KI5 7 Bt & 48 (iDL A W\, HIPAS-1000 2Y);
AR (€ [E BIO-TEK 2 w); kI A% /0 BT R 48
(2H UVP A, GOS7500 %) A B HL ¥k A 15 %%
i 2245 (3% [H BioRad 22 ).
1.4 SRz oERHAE

50 H 5 JHEEHEYE apoE-- /N, BEAL A Bk I
4 EGCG 4. X4l ik eEdn =12), &
B E B 4 (n=12); EGCG 4 LRI Er +
EGCG 4 (n=13) 5 I = H [ B2 4K 5 + EGCG 41
(n=13). ¥4 2 )5, EGCG L. PBS ¥fi#t, W
7 0.1%. EGCG #H¥% 10 mg/kg fEJETE S 4524, b
H—K, X B SF RIAEARBLUY PBS, 432 14
JA G A FE S ).
1.5 apoE-~/\FRIM;EREEE: 5 = Bt Himtan

apoE-~ /N HRIE R MM J5, 4C § & 24h, ¥
R 1500 r/min &0 2 min, /NOIRE EEIMTE,
—80°C FRAT.  F FEURH I PG 30038 7] 45 13 B 5 A 00 of.
T EL P 5 = T R
1.6 apoE /iR AS BEREFRRINE

3% I3 L EL 2280 BRI apoE-~ /N R, i BRAR BR
W, BEJG UL 4% h P2 SR B 20 0 HEVR 1 h,
KRG EIE Bk XOE RO E—H 8T~ EshliksE
BEAT AR UK AR 2L 8 wm I F, W4 O Jeth,
NIH B G A o A BEER T A
1.7 Real-time PCR #&1 TLR4 1 CD14 £ mRNA
RikKF

W E K A B NS bR Tg G, RS
IfiL 8 LLZH 28T BT, $% E.Z.N.A Total RNA Kit i
IS ERIUE RNA. DARIUE L RNA AR, J4
T % SR R B (MBI 2 \]) U B 5 AT 300 5 5 )
N, & cDNA % —#E, —20C f&17. 7£ NCBI %

4 T 7Y #) B-actin.  TLR4 FI1 CD14 cDNA J¥ %1,
. H] Perkin-Elmer Applied Biosystems #& fit 1
PrimerExpress software ¥ i1 5% 5 #REF (£ 1), &
B R AE TREATBR A W) A . LA % cDNA 4
B, AU 1S IAEREE, 2359 1 B-actin,
TLR4 F1 CD14. JEHU cDNA Ff5h HEAT 10 546 54
B, 2> 5347 Real-time PCR [ ., 73 H%¢ )6 il
2, Wi cDNA M JEBE LR HUE X AcT (AR
FLBC L N B 2 . N 4 fF: 95°C TRARME
10s, 95C AVt 5s, 60C iE K K ZEff 40 s, HEAT
40 NMEH. BUAFNARRIG, FEAFEGE
AN 96 FLtRH, BEAMFERCE 3 MR AL, Real-time
PCR [ V{1 ABI7500( 3 [H AB 2w ) I 55 I 5 =
PCR R4 i1y, BH 3K

Table 1 Primer and probe sequence for Real-time PCR

Length of
Name Sequence(5'~3") PCR
products/bp
TLR4-F 5’ actgggtgagaaatgagctggta 3’ 96
TLR4-R 5' tggctacaccaggaataaagtctct 3’
TLR4-PROBE FAM-5' aatttagaagaagaagtgcccget 3'-TAMRA
CD14-F 5’ ctcagttacaacaggctggatagg 3’ 103
CD14-R 5' agtgggattcagagtccaaaaag 3’
CD14- PROBE FAM-5' ctagcccagatgagetgecccaa 3'-TAMRA
B-actin-F 5’ ccgggacctgacagactacct 3/ 97
B-actin-R 5’ ctetttgatgtcacgeacgatt 3’

B-actin-PROBE FAM-5' aagatcctgaccgagegtggeta 3'-TAMRA

FE 5% BEAH R (26, YA SPSS12.0 4
FAAE SR CT IME Sbnttedi 22, SR 27-88¢r 5 A
PRECH, 2l th A sk oK BT KL
1.8 Western blot #Zilll TLR4 #1 CD14 &R HIFRIE
KF

Tk PBS Peik 3 I, BIRE, IMA4IZi%
P ARG, 4°C, 12000 g B0 7 min, /N
B3, FH BACHEHMT R A UE . B4 UKIE
I 50 we & F TN SRR TR 5xSDS #E B g2 o
W, B ARARTE. 60 V BUZES, 120 V 43
JBe, HLEK BN 1, 60~ 100 mA 1 hKf 8K 15
FH T A7 48 PVDF i L. 5% i fig 2 4=
WMEH 20 G, MA—PHL, 4CHFEH 6~12h.
TBST YL 3 ¥, HEK 5~ 10 min. i A B L4
WYIBEARIC I — B0, 4CHFE 4~8h, TBST PEM 3
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K, IR 5~10min. 2K J5 H Western blot %¢ Y6
MWRAAECR 2, BT XOoth, B, E#)E
BTG 3 #T.
1.9 ELISA %#& 7 apoE /)RR ;& # TNF-a #A
MCP-1 BFRi%

XL #& G (I yE , 4% ELISA W57 & vl i 15
A, HDZIERRA Ay (B, HRHE U2 bR e
ek, FEARME AR ih 2k Ak IO N ik BV .
YFE 3 AL
110 ZFitFaiE

SEIG AT A R x = s o, PRI ELBER
FAJ7 22000 M ¢ /0%, LA SPSS12.0 ZE 4452 1k,
P<0.05 I\ ERAgHE L.

o R

21 EGCG XJ apoE /MR M SPEERE S =Bt H
pisapA )

14 J8 5, e IR e E ] R 0 B4 apoB /)y
BLI % g TC. TG. LDL-C W& # Tt &
HDL-C/LDL-C I FUAE 2 & BRI, &5 RAER WA 1),
e J e L[ R +EGCG 41 apoE-/)N BUIL I H 17
TC. TG. LDL-C 7K 2K T mi g0 4, 1
HDL-C/LDL-C [ LuAE s T igxiidl, z=5 Bf
G # R (P <0.05). XKW EGCG H A3 i1
NE P57 . B#{% TC. TG. LDL-C [{J7KF, Tt
5 HDL /K7, XAl g EGCG Hoo il 5 445
MR —.
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Fig. 1 Effects of EGCG on plasma lipid levels
of apoE~" mice
Plasma lipid profiles in stressed and control mice were detected
following 12 h period of food and water deprivation at the week 14
(n=12 per group). Data are x + s. *P < 0.05 versus the high-fat diet
control group. Ml : Basic diet; [ : EGCG+basic diet; [] : High-fat diet;
: EGCG+high-fat diet.

2.2 EGCG * apoE"/NR EBNEKE AS T HY
A1)

T AWK SE 8 wm & LLIKE DI LA 4 O %t
i, W% EGCG %} apoE-- AS JiAZ 54, 45 R 8
N(EL 2, 3), ik 14 F8 ) v g R R R
S IR0 B ) 3 B Ik S B K SR A AL 3 A2
B3, EENKEEN AS BEHLIRY (2.37+0.08) mm?.
EGCG 41: LRI + EGCG 41, &Rk fr+EGCG
A1 Bk SE AS [T B4 51 4 (0.46 + 0.08) mm?
FI(1.05+0.13) mm?. 5 = Ext F41AHEL, EGCG 41
FFIkSE AS WAL W E AR, ERASREEX
(P<0.05).

(2)

Fig. 2 Effects of EGCG on the development of
atherosclerosis in aortic sinus of apoE™ mice
(a~ d) Representative photographs of arotic sinuses of apoE”~ mice from
basic diet group, EGCG + basic diet group, high-fat diet group, high-fat
diet+ EGCG group,respectively. 8 um frozen sections of arotic sinuses

were stained with oil red O. Original magnifcation: x40.
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Fig. 3 EGCG markedly decreases the extent of
atherosclerosis development in aortic sinus of apoE”~ mice
Quantifcation of plaque areas in arotic sinuses in apoE~~ mice stained for
lipid deposition with oil red O. Each bar represents x + s (n=10 per
group). *P < 0.05 versus the high-fat diet control group. /: Basic diet
group; 2: EGCG+ basic diet group; 3: High-fat diet group; 4: High-fat

diet+ EGCG group.
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2.3 EGCG ¥t apoE"/)Ni& £ 1k CD14 #1 TLR4
mRNA FIEH) S0

EGCG 4 apoE~~/) il #% 10mg/ kg I i v ot
EGCG, 14 JJ5, Real time-PCR J7 %546l 3= 3 fik
CD14 H1 TLR4 mRNA Kik/KF-. S5 LK W& 4),
R AL apoE~/)N BT = Bl ik TLR4mRNA [
I8 W SR, 1 EGCG 41 1F) apoE -~/ i 32 8 ik
TLR4mRNA #3814 2 23 /> (P < 0.05).  7E il %)
H419, CDI14 mRNA ik /KT Ebgm, (H5HAD
%4 2 5] CD14mRNA KA K FAH LB L4t it 2

(a) 08 L
0.7 r
0.6 -
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Fig. 4 Effects of EGCG on the expressions of TLR-4 and
CD14 mRNA in aortas of apoE™" mice

(a) mRNA level of TLR4. (b) mRNA level of CD14. y axis represents

expression folds of target gene compared to B-actin. * P < 0.05 as

compared to high-fat diet control group. /: Basic diet group; 2: EGCG+

basic diet group; 3: High-fat diet group; 4: High-fat diet+ EGCG group.

2.4 Western blot 1 il EGCG XI apoE /' [
TLR4 1 CD14 EH FRIERIE N

14 JHJ5, Western blot J7 1AM apoE~~/ il &
Bk TLR4 #1 CD14 5 FHRIAK - 4R ERW(H 5),
X AL apoE-~/M R 23 ik TLR4 8 F3RIA 12
FHR, 1) EGCG 41 apoE-~/ il T:5h ik TLR4 &
PRI iR 4. L EBhik TLR4 A1
KILAKTFSmlRn A, Z5a901%E X
(P <0.05). fEmEATEY4, CD14 EAREEH

mRNA /KF—FE BB I, H5H AKX 2 8
CD14 HARIEK AR TS v 2F = L.

(@) 1 2 3 4
CD14 o c— —

TLR4 W S S a—

B-ACtin  ww— —— — —

® 6l
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Fig. 5 Effects of EGCG on the expressions of TLR-4 and
CD14 protein in aortas of apoE”~ mice

(a) Western blot shows changes in expression levels of TLR4 (73 ku) and
CD14 (54 ku) in aortas of apoE”~ mice. (b), (c) Histogram shows the
TLR4 and CD14 in aortas of apoE~~ mice determined by densitometric
analysis respectively. * P < 0.05 as compared to high-fat diet control
group. /: Basic diet group; 2: EGCG+ basic diet group; 3: High-fat diet
group; 4: High-fat diet+ EGCG group.

2.5 ELISA ;5% EGCG I apoE~/)\ER I ;& A
MCP-1, TNF-a FiERIEND

ELISA VAt il 25 SR K Wl (Kl 6), i n H 4l
apoE-~/N BRI Hp (1) FRAZ 40 i A 2R T 1(MCP-1)
JHIRI IR BB IR 7 - TNF-o) ¥ FE 5 25 51 T EGCG 41.
v G K BEZH P MCP-1 FIl TNF-a FR 9 B 43 59 Sk
(827.33 +142.36) pg/L F1(10.84 + 1.62) pg/L; fii i i+
EGCG 2 MCP-1 Fl TNF-o [1¥& 5 43 7 4 (374.92 +
76.11) pg/LAN(5.14 +0.85) wg/L. EGCG LI H 1)
MCP-1, TNF-a 7K % 1w lxd 4P < 0.05).
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Fig. 6 Effects of EGCG on MCP-1 and TNF-a leves in the
serum of apoE™" mice

MCP-1 (a) and TNF-« (b) levels in the serum of apoE - mice were

analyzed by ELISA. These cytokines were measured by ELISA

according to the manufacturer’s instructions. Data are x + s. * P < 0.05

versus the high-fat diet control group. /: Basic diet group; 2: EGCG +

basic diet group; 3: High-fat diet group; 4: High-fat diet+ EGCG group.

3 it it

KEMFFZRE I AR, 50 IR LE
BEAN =Tt H K5 AS IR AE B DI, A9
WESE, SIEmbR gl b, m AR IR AL
apoE~/INFR LB K AS 548 S5 25 0. g i i
7 AS R AR FHAL I BR T4 5 RS P 2 48 i 437
i~ AN R 40 I (R PR A, I SR R R AR
1 (LDL) 1) 48044 15 1 1 A 2804 1R I %5 2 IR 2R
(oxLDL) % PIAH G, A WF5T& W], oxLDL 4 TLR4
WIRTERCAR 5 TLR4 455 )5, EUd TLR4 (17614 1Y
LK TLR4 15 57 S A0S, AT TR
B, miiE. EEE EEL] apoE /R 28 ik TLR4 1)
FEWFER N HIX R naT g 5 2L 2
oxLDL &4 i £ 1 3 A7 o¢. FRATTSE an i ot
W, oxLDL fig_Iiff THP-1 41y TLR4 Kik. &
JIg e JEL T I S ik 3 RE A 4k apoE -/ B 3 B ik
TLR4 FIEH N AS I 3 Z M50 5 2 R Rk
SEFEREOC R, HUTMANEE, 4T W] TLR4 /&

JEIIE AS KA PER, FRATTH TLR4 24211
I EGCG SRR HAE AS KA E.

AS JE— P s RAEVER N, BN ETE AS
IR RIEPRAAEZER. KERITHY. If
PR B 25 FN B PRI I 5 ) 4 7, TLR4 71 AS 1)
KA REDEEERMERCY. Toll R4 KA
G g5 B ELR Sy, T AT B2 (1) i Ak
FHRAE A 71 (PAMPs), HLACAR LT 7 AN
RE18 20 ¥ I A7 03 B A e L= WF9T R B, TLR4
N ) R B O e SN E R A
M. ZTEZ40M. WREiE. T 400, FdErRign
[0 (SN2 Vi OO o PR N IR QW T O S v
BATBETCR W, AS BEHRH [F EE40 il TLR4 K
KB ERN. AR Y, TLR4 J& RIE / H k.
JEJFARIT 5 AS JE 2 R IR 20,

Edfeldt Z509¢F AS (BT & B TLR4 1) % 1A
WS, JRUFSEIE &R TLRA [R5 Th g 3 2L
— R 5 AS A 40 M K1 1K A RS R I
TLR4 W00 e A2 B i & RE A 1 IL-6. IL-18
TNF-o 55 RE RO T-0 LA B R 78 A . A
WF 9% 4 38 38 o i MyD88 JE[K|, BHWT TLRs 155
PAG, iR 5% apoE-/N U 3 Bl Ik S AT Al A0 3 22
SRS, [FERE, TLR4 6242 apoE--/)N R
SRS FERE AL A B g DU BbAh, AT 2T
FERI, Asp299GlyTLR4 F K] 2 75 1 1 2 Jid # #4i
BB A BRI FE B MEARAG,  FF HAX Ao T34
Aty A 23 1) o ML A 5 A1 88 AT 25021,

ASEEG 25 R, BT TLR4 {555 @42 W g i
FANHE RN apoE-~/IN R BN Ik M FE A AL BEH K
. SXHEAIMH LR, EGCG 41 £k TLR4
mRNA. TLR4 # [ K18 & & W /> (P <0.01), H
AS BEHLHIFL /N (P < 0.05). iX#¢7R, TLR4
15 55 PR Re At = IR T EUR AS KA il s
HEIZYEM. EGCG H A B> HEAR X £ apoE-~/N il
LBk AS JAE, {HX}H: TLR4/NF-kB 15 5 3 ik
PTG . HENAEEEA IR0, EGCG 1] AS (1)
U2 TR AERBUEAE /. IbAk, EGCG 41
/) LDL. TC. TG &K TAHHN 0 AL, AT IHI0T
L&k R 5 Kuang-Yuh S5 AH—2L,  Z4EE WPUA
b FIHI 40 M3 BE Y A BERIESY EGCG $it AS II1EH
U, Ak EGCG il i FEllg . Préafb. i 4 e
HETA A FH e 2 40 ] apoE/)y Bl BREEFHA) 515 5
fik AS I .

CD14 & B PE R N 55 35 5 2 BE(LPS) =i i
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AR, SRR IR ORI L —, R
SRR B AZ I IR 5 40 o 40 SR T A, AE S
Y12 HAZ AN R AT 3 TANS, 52 LPS IE 9]
WA, ARV, EGCG AN apoE-/) il 1250
ik CDI4mRNA. HH LKL, X EGCG T
i TLR4 [ IEFEAIA apoE~~/NR LBk 4% /
WM P PR D T E. AW & WI0e, oxLDL 25
B B EELN M TLRA (2K, B4 B4 i 4
iE DAL (1) 23 Wb FRATTIN A, EGCG BAIK 3= 3l ik
TLR4 [IRIE TR SR Prédtb, 0 lg i
MG, WA N oxLDL 2564 is & 1, HEmiH
FEON VR RN L. P R AN B AT 40 1Y) TLR4 R4
k.
ASZIG AR R I, 0 TLR4 )5, L RE S
SRR R NF-kB(p65) & ik i & w >, Hizfs
53 B IO J5 MCP-1 A1 TNF-o 1) 22 3k th 2 2% P&
fik. X478 EGCG RE#MH] TLR4/NF-kB i 1% 1) 3
WL R E AN R gl B s, 2 MCP-1 7E
KPR R R AR, ek i TR Z
WEFCE 2GR, IGIR FRIL, el R BN FE AL 1)
A I MCP-1 7K P B2 Ty, BAT Tk w I wF e
52, H EGCG #4H] TLR4 {55342 )5, THP-1 #4%
S M IX AT R VR HI B 859, Thl 4088, EmeEgn
Jl. NK 47725 () TNF-oo FLAT 805 A0 i 454
. TNF-o ZERATHRRED AS IR AR, ABFFTT)
SER R, TLR4 #5157 EGCG f8 3% F#{I% apoE--
/N BRI TR ) MCP-1 Il TNF- (383, 1% B0
il apoE"/N AS 1K A AT fig 5 TLR4/NF-«B i
B0 5 AR K MCP-1 F11 TNF-o [RIR/D 1 5.
f T EGCG BEF 7| TLR4 M5 J5 15 5 1 S ik
(1) MyD88 A 6 R = 4t 1) 1 4% 34 458 v 19 G B
filg, TALHE TLR4 76 4 1112 %1 TLRs HATAHRUI {5
SO, ik, EGCG ¥ /b i i it MCP-1.
TNF-o [P35 340 0] fe 540 HI LA TLRs 18 B K.
EGCG FAARIX L S IE K1 I A R 1 1) 3 128 2 A5 M
—IE ] TLRS 55 4 S s, X2
SO D] s 2 MU AT

Zi LPTik, TLR4 5 5% S iefe @ llg 38U
AS RAEMTHEREEAER, %G 5@ENHES
Dot AS KA —ANEEIAY . WX TLR4
FMHAG S S@AAE AS KB RIERFTEAEHM
IR, BT AT BRI AS PEB BT iR 9T
.
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Effect of Inhibition of Toll-like Receptor 4 on The Development of
Atherosclerosis in Apolipoprotein E Knockout (apoE™) Mice

GU Hong-Feng'?, ZHOU Hao", TANG Chao-Ke", SUN Hui", YANG Yong-Zong"™"
(" Institute of Cardiovascular Disease, Key Laboratory for Arteriosclerology of Hunan Province, University of South China, Hengyang 421001, China;
Y 8 ) gyang
? Department of Physiology, Hengyang 421001, China)

Abstract It is known that (-)-Epigallocatechin-3-gallate (EGCGQG) is the inhibitor of TLR4 signaling pathway
activation. To investigate a possible role of TLR4 signaling pathway in the development of atherosclerosis, the
effects of EGCG on the development of atherosclerosis, the expression of TLR4 and inflammatory cytokine

"~ mice (5wk old) were divided into four groups: basic

production in apoE™" mice was investigated. Fifty male apoE
diet group (control group), high-fat diet group (control group), EGCG + basic diet group (EGCG group), and
high-fat diet + EGCG group (EGCG group). EGCG (10 mg/kg) was injected intraperitoneally every day. Areas of
aortic plaque areas were measured by oil red O staining. Western blot was used to detect the expression of TLR4
and CD14 in mouse aorta. The expression of TLR4 mRNA and CD14 mRNA were detected by Real-time PCR.
Serum concentrations of MCP-1 and TNF-o were determined with ELISA. Compared with high-fat diet group,
EGCG groups showed marked decreases in aortic atherosclerosis (P < 0.05), concomitantly with significant
decreases in levels of the expression of TLR4, TNF-o and MCP-1. The mean lesion area was (2.37 + 0.08) mm? in
the high-fat diet + EGCG group, whereas the atherosclerotic lesion was only (1.05 + 0.13) mm? in the high-fat diet +
EGCG group. The TLR4 expression was obviously higher in high-fat diet group than that in other groups (P <
0.05). Compared with high-diet group, the serum concentrations of MCP-1 and TNF-a were significantly
decreased in EGCG groups (P < 0.05). These results suggest that TLR4 signaling pathway may play an important
role in the development of atherosclerosis in apoE~~ mice induced by high-fat diet.
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