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C-X-C Btk A 12 1A 4 B9 Toll BESZ A 2 18 9 4K bt 1A sk 4
T 3k gl e s A B8 Ak 9 AL T WP ) 1

ok L, KFE, KWW, F iz, & #E, GEMK, TEE, KWE
REERXFAMESFRARFEREAEE S Z RETF 300070

(# ZE] [B#] &AL CX-CAIETF K 4(CXCR4) L KRR (C. pn) B R AR T F) Bk H AR (As) Ja &
B PR, [FiE] D&Mk AAm &3 Cpn BEFF ApoE”  ApoE™ +Toll # %4k 2 (TLR2) 7~
ApoE™"+TLR2™"+AMD3100 /* &, As A ELISA # ApoE™™ I R & C. pn IgG. IgM F Ak KT PCR # i A 48 4%
C.pn 451 DNA 54 O &40 HE £ & VLR Z IR A £ 3 BRARI IS it fe As e T @ AR L& XM E b i &
R[] B (TC) (H ik =85 (TG) AR E R & & iz B B2 (LDLC) A= & 5% B % & A2 ) B2 (HDLC) 7K F | ELISA #& ) sz 7
G ampenF 1B(IL-1B) Fa e A% 6(1L-6) 4%, [ER] ApoE” DR C.pn BREBEA R E S, Harraie
Yo, C.pn BeFe )& ApoE™ " s R E 3 AR R E 3 BRAR 26 B SR I AR B 38 m 89. 08% F= 71. 83% , As % & @ AR 3G Jm 34, 12%
(3 P<0.05) ;5 C.pn B FmAR  TLR2™ +C.pn B 41 £ S IR R £ 3 MRAR IR BE R IR T ) 46. 16% =
75.73% ,As 5% % @A Y 63.37% (3 P<0.05) ;5 TLR2™ +C. pn B 20485 TLR2™ " +AMD3100+C. pn B 28 %
Zh PR B E B BRAR R R ILAR B, Y 26. 19% A7 56. 94% , As 55 T @ AR R, Y 22. 24% (39 P<0.05) , 53R L4810,
C. pn B3 )5 £ TCTG Fo LDLC KT 531 H- & 0. 62 45 (1. 43 4557 1. 34 43, & [L-1B F= 11-6 2B 5 #13§ hm 4. 10
1&F26.00 4 (39 P<0.05);5 C.pn B F 240 TLR2” +C. pn B F 20 £ 3% TC. TG #= LDLC K F 4 3 B4k
56.96% .50. 41% #= 66. 64% , 0.7 IL-1B = IL-6 A& 2 B8, " 66. 72% F= 69. 54% (3 P<0.05) ;5 TLR2” " +C. pn
B fetaAart  TLR2™ +AMD3100+C. pn B4 28 fo 7% TC TG F= LDLC /K F % % A% 52. 18% .58. 56% #= 60. 61% , o
7 IL-1B A= IL-6 & 2 A1, 1V 28. 84% #243. 18% (39 P<0.05) ., [£5it] CXCR4 7T3¢3& TLR2 &£ 3 ffig K -F &
XERFAEEPOER, AL Cpn BEFHF As BEH R,

[EEA] FRHBAERL, CX-CHALEAF R4, Toll HZIK2, M ERRIK
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C-X-C motif chemokine receptor 4 enhances the role of Toll-like receptor 2 in the

formation of atherosclerotic lesions promoted by Chlamydia pneumoniae infection
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[ ABSTRACT ] Aim To explore the role of C-X-C motif chemokine receptor 4 (CXCR4) in the formation of athero-
sclerosis (As) induced by Chlamydia pneumoniae ( C. pn) infection. Methods The As model in mice of ApoE™",
ApoE”"+TLR2™" and ApoE™~ +Toll-like receptor 2 (TLR2) '~ +AMD3100 induced by C. pn infection was established on
the basis of high fat diet.  C. pn IgG and IgM antibody levels were detected by ELISA, and C. pn specific DNA was detec-
ted by PCR.  Lipid deposition and As lesion area in aorta and aortic root were observed by oil red O and HE staining.
Serum levels of total cholesterol (TC) , triglyceride (TG), low density lipoprotein cholesterol (LDLC) and high density
lipoprotein cholesterol (HDLC) were analyzed by colorimetry, and ELISA was used to measure the contents of serum inter-

leukin-1B (IL-1B) and interleukin-6 (IL-6). Results The ApoE™" mice model of C. pn infection was established
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Compared with the control group, lipid deposition in aorta and aortic root of ApoE™" mice increased by

89.08% and 71.83% , and As lesion area increased by 34. 12% after C. pn infection (all P<0.05).

successfully.
Compared with the
C. pn infection group, lipid deposition in aorta and aortic root reduced by 46. 16% and 75. 73% , and the lesion area of As
decreased by 63.37% in the TLR2”~+C. pn infection group (all P<0.05). Compared with the TLR2™~+C. pn infection
group, lipid deposition in aorta and aortic root decreased by 26. 19% and 56. 94% , and the lesion area of As decreased by
22.24 % in the TLR2”~+ AMD3100+ C. pn_infection group (all P<0.05).

levels of TC, TG and LDLC increased by 0. 62 times, 1. 43 times and 1. 34 times after C. pn infection, respectively, while

Compared with the control group, serum
serum contents of I[L-13 and IL-6 increased by 4. 10 times and 6. 00 times, respectively (all P<0.05). Compared with
the C. pn infection group, serum levels of TC, TG and LDLC in the TLR2” ™ +C. pn infection group decreased by 56. 96% ,
50.41% and 66.64% , and serum contents of IL-18 and IL-6 also decreased by 66.72% and 69. 54% respectively ( all
P<0.05). Compared with the TLR2”™ +C. pn infection group, serum levels of TC, TG and LDLC in the TLR2™™ +
AMD3100+C. pn infection group decreased by 52. 18% , 58. 56% and 60. 61% , and serum contents of IL-1@ and IL-6 and
reduced by 28. 84% and 43. 18% , respectively (all P<0.05). Conclusion CXCR4 enhances the roles of TLR2 in

increasing the serum lipid levels and the contents of inflammatory factors, and then participates in the formation of As le-

sions induced by C. pn infection.

[KEY WORDS] atherosclerosis ;

i1 2 ik ok BE 1 4L ( atherosclerosis, As) 5 & F .0
I LA e R AL T R e AN 7 U
AR LG SR R RAE RN As R 1
KGR B IR K il 9 A SR AR ( Chlamydia pneu-
moniae, C. pn) &Yt 5 As 95 A8 B il S iF Jig % U] #H
KB Copn S A0 M P A 2R 2 R R
A=W, 308 o I R AR A\ BILAAS J 4 BA%/ L W 2
FEmE' | B I TR0 P04 I RE D S T e ol
&N R A R I 4 SF W UL AR S ( vascular smooth
muscle cell, VSMC) , \Ti & 5 As 1 & 1 & e
B AR EILR] H H AT 4 B

Toll #£ 321K ( Toll-like receptor, TLR) J&2 5 [
A G — 28 BB B4, T R0 D A
AHIC I TR TS — R IVE 5 e Sl i, 7E S By
TEVRR A 07 v 2 # AR T, s As iR
YES TLR ZE0% i 86 2 )i 51, TLR2 W] 5 5 315 5
GRIK I, 5 | RS A PRI 1) 7 A= Rt oy e 4 3 1R 93
%, NS5 As T 0 A T e 11 i ,C. pn JEGL
AR ARFEAREE AL AL TLR2 W/ I [
Wi, T AR D E A AR I R A I g AR
VR AT SCIE S, TLR2 7E C. pn Y55
VSMC 58 B AR iE As 25T i Hh & B0
B4, C. pn G UMATE 1 TLR2 f23E As J5ARTE 2

C-X-C #fLH F3Z K 4 (C-X-C motif chemokine
receptor 4, CXCR4 ) 2RI G & I Z {4, Hn]
SEEGEANN . 2 5 RIERNL, 5 As K% % I AH
S AR BEER ST & L, CXCR4 A Y TLR2
MEAEHIFS S C. pn BYHE T As TR,
W4 ,CXCR4 QiA] 52 ik — i e HRTIFAE A

C-X-C motif chemokine receptor 4 ;

Toll-like receptor 2;  Chlamydia pneumoniae

AWFFALE L ESL C. pn B FHIRE M E HEH
% (apolipoprotein E gene knockout, ApoE™") /MR,
As B W28 TLR2 i@ Bk 09 [F) B $0 §] CXCR4 X
C. pn RS /1N B As 55 28 T B 1t i 7K OF- LA 2%
AHIC A AE I 7Rk By 52w, DL B i CXCR4 X
TLR2 76 C. pn BRHSTE S As F/BTE MU OB

1 #RInTEE

1.1 Bk

C.pn AR-39 H# W & % EIHE R H A BOR B0,
e AR AR (W B e W e B ) A%
REFE,-80 CHRAE T K IE-B BR-4 8 B % o

14]
o

(sucrose-phosphate-glutamate , SPG ) %!
1.2 FEEAFFUEE

& 8 A B 19 F £ [E Research Diets 2 &, B 7 -
WALES B, 1.25% fE B B2 A0 0. 5% B2 B 44 ; CXCR4
% F| AMD3100 ¥ & % E Abcam /5] ; & R 1
B % [E Durect A 3] ; /N C. pn 1gG IgM LR 7l &
W B b T 3 R ) AL HOR IR 8] 5 C. pn 4F 5 1 DNA
Sl BiEAE T AN T ARG AR AE S K;DNA
REAANEWH LT AR ENH ARG A RA
BRI DNA ¥ 38X Al & B b iss & & A3
AIRAF ;M Ol e FR CHERBEFEHR
AT HRAEER FLLERMEELEFY 25K
H R H ;% BE [E B (total cholesterol, TC) | H 78 =
B ( triglyceride, TG ) & % /& g & & B & B (low
density lipoprotein cholesterol, LDLC) . % % & f§ & &
fiB [ B (high density lipoprotein cholesterol , HDLC ) |
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REWEErBERENTRARI; AEBNF 1B
(interleukin-1B,IL-1B) . & %1 fi /- & 6 (interleukin-6,
IL-6) M3k & 1 B % [E Proteintech /A 8, % I & B
AL ( % E Bio-rad A # ) ;‘E‘]Eﬁ%ﬂ%‘%( % & Thermo
N ) 3R PCR 33 OU 3 g A 8 Bk Al ok AL (3R Bk
A R A P E A R E] ) ;% R R (L % A
BENEARAT); KA R (EEXF
CM1950) ; E & B A (EEKFAF ),
1.3 WY RHA

ApoE™" ( C57BL/6-ApoE™“® /Nju) /N B T 4k
T4 A A LB B KA R A, ApoE ™"
TLR2 /NRAER p L gL s
IRHEARBRERAFEIRINREZRLF
H(Hof 5  TMUaMEG2018007 ) , £F & 54 4 4 22 Fn 54
MEFER, Eash o it B4 C.opn BG4,
TLR2™"+C. pn & % 21 1 TLR2™~ + AMD3100 +C. pn
RBREH, FALR 6 A ApoE” /INER, BEHE LS
R AERE(18+£2)g, MNAERTHEEFR¥K
EFERGMARF N REN LA LRE, EN
MER2EAE, EETmBANESR A, TARLE
HANRHEFRERESE 0.2.4 AHAT C.pn B 47 R
g AR T 2x10"° IFU/L 89 C. pn SPG 4 7 40 plL,
xt BB 41 4 0k B4E SPG 4% 4 i 40 wL; AMD3100 3 3F
ETENARER %Y, FRNREE 1.25 pg/g,
Eglere R mdtiT, B KKEd, BE2~
25 °C, MR 50% ~T70% ,12 h X FE/12 h # ¢ 15
H, NRAERKEE K6 A EHATE R, WA
TEZER,
1.4 BU#F

KRB F 40 (50 png/g &) B I BREE /D B
Ja , 4 R 2R A o SRR AR BN 4 °C kAR B B R
& 3 000 r/min %8 20 min, B 7, B F-80 C
NAEGREER, AL EE DR A, RA
W EEA N, REEE, T RAL, &L
Jel 5, 5T BT A B, B 8T -80 °C k4 1R R A&
Fo BB, UESE NE, R I XPBS &
REZEREREERER, UK X O, & & 5%
Mg, »BMNRQERXEHK(EH KT 2 H L
Bk ), TR G E b B E B Bk B B R B 41 4 Ao
GUhEHULGE, EHRKEET 4% 5 RFEF,H
BB AEERHRE, CEEAZREN OCT HE A ET
-80 C k4157 .
1.5 ELISA #/NRILTE C. pn 1gG . IgM HLf Kk F

BUH /N R 7 AR A, 4% BB ELISA &K & 3t &

KA AT BB 8 /N RO AR A 50 WL, & T e N3
Rt b 4 B AT T B AR T FUAR 100 WL, 34 S
R BLFL,37 CIER 48R H 60 min & 7 & A, 4
T, Tl A PR % R 350 wL, # F 1 min 5 £ E %
B,CRARK T, EERRS KEMNES A B
% 50 pl,37 C#oL#EFE 15 min, fr N4 Ok R
50 pL, 7 450 nm W K 4 2 5L 8 ok % (optical
density,OD) ., /) B M3 47 & OD 18 KX T % # &
OD 1 0.25 H|5E 7 FaM, K= A,
1.6 PCR #&iW/NBRAGELR C. pn F 53 1M%E DNA

BN BT AR, 4 )5 # BB DNA #2 BURK F| & it
AR BN BB 4140 DNA, ¥54T PCR 4738, C. pn % 5%
M DNA B 4 )5 7] ¥ :5'-ATGAAAAAACTCTTGAAAT
CGGTAT-3' ( b ¥# ). 5-TTAGAAACGGAACTGAG-
CATTT-3'( T i) o W5 pL 3 874, R A 1.5% 3%
Fig B B oLk, R 4R A B R L R L E R R A,

40
1.7 HL 0 %
1.7.1 DR EFHBRKAKHLZL O L& AR

FHK, BRAK®E30 min R E S RFE, B0
P2 41 h,60% 5 7 B F 3% 1 min, 1 xPBS 4w ik
BRI R, BHHEEEHE,
1.7.2 DR EFHARIAKA A WL O &
B ANRQHE, R KA AIS pm EET R, &
F IXPBS £ # & # 32 i 30 min, it & OCT 4 3 7
J& ., 4% % % ¥ EL B F 15 min, 1 xPBS 2% W R Z it 3
K,ETFHL O F R F 3 E 30 min,60% 5+ 7 B F
P61 min, IXPBS & E w3 Wk, HwmE e, AL
BEEMENE HE,
1.8 FEhRKRFBKEVI A HE £

B ANEOQE,8 wm EEYT K EZ T 1xPBS
Zob W UL & OCT, Al R AAE 4l %€ 90 s, B KK
R FORRZL30s, HRAKAEREFZH G
BET9S% CBWik£36, EAACEMKA2s &,
FRKFEA 10 min, PR EEH A, AT E A EE R
FEWE A,
1.9 tb@ikiim/ R fhg 7k F

B/ B T AR AR, 3 B 2 AR e AR T R &
Pt 8 4 /N B vE TC TG \LDLC #7 HDLC A& F
1.10 ELISA #&Ml/NER M 7F 1L-1B.11-6 &=

BN B AR A 4% B ELISA A &0 $ &
KAENRAE BB, I AN AR B 3 AR A
100 pl, & FEEF37 CHEE2 h, %% 5 K, FR
K, 48T Ja Am 100 WL & W ik, & EHARET 37 C
B 2 h, Y5 0k, An 100 L FAR 34 L 4 B AR AT



CN 43-1262/R " [E Sl ki 244 & 2024 4F55 32 555 2 105

HEFME, F EHBRET 37 CHFH 40 min, %
J& &3 m TMB B 3% 100 pL,37 C# X T 6 15 ~
20 min J& Ar 100 L £k 5%, F B AR (LA 450 nm 3K
K4 E &30y OD 1H,
.11 Git=ZEsh

JH Image J Pro Plus 6.0 2 i+ 5 As i Z @ AR,
SPSS 17.0 3 #EAT L 10 B AT, BAE U x2s X
T, S A B R R R E R E 50 ,P<0.05 F £ 7
H %1% & L, Adobe Photoshop CC2019 #1445 4| 52
% % R GraphPad Prism 8 2K 4% it 4 R A,

2 & R

2.1 WA C. pn B ApoE ™ /INRAERIFR Th 8 3T
ELISA ll7E ApoE™ /IR C. pn 1gG . 1gM 4T
& ER IR, Copn B4  TLR2™ ™ +C. pn BG4
I TLR2™+AMD3100+C. pn JEYL4H ApoE ™ /N IfIL
1 C. pn IgG UK FHTER 73514 50% .60% F1 50% ,
1M TgM P BH P #6533 10% . 10% F1 0 (K 1),
XFF I C. pn HUARBA /N, [FIEFRH PCR A6
g4 C.pn %55 PE DNA, 5 R Bx, K H BT
437 bp Ab 0] WA SPE B BHM A (B 1) o DA B2
R ApoE ™ /IR C. pn JERYLASRI BN HEST

& 1. C.pn B /5EE ApoE” NR % 1gG IgM
PSSR (n=10)
Table 1. Positive results of serum IgG and IgM antibodies
of ApoE™” "mice in each group after C. pn infection(n=10)

(% )
il IgG BAME  TgM BHME
Cpn’ﬁjzgégﬂ 5(50) 1(10)
TLR2™"+C. pn JEYL4] 6(60) 1(10)
TLR2™~+AMD3100+C. pn Y4 5(50) 0(0)

1 2 3 4

700 bp e _
600 bp e
500 bp s
400 bp we T T ————— - - 137 D
300 bp we -
200 bp
100 bp

B 1. C.pn B EEH ApoE” /NR
Ffi£H4R C. pn $553 1% DNA B HEIKER
1} Marker,2 A C. pn JE&YL41 ,3 i TLR2 ™~ +C. pn YL,
4 2N TLR2™~+AMD3100+C. pn Y4 ,
Figure 1. Results of C. pn specific DNA gel electrophoresis
in lung tissues from ApoE~ mice in each group
after C. pn infection

2.2 CXCR4 #8358 TLR2 7£ C. pn BERFSH) ApoE”~
INRR As TREFR R RIAE

XA L, C. pn B A/NR 3k B 8
Ok AR 21 e T ARG K 89. 08% 1 71. 83% , As %5 7%
TR TN 34. 12% (4 P<0.05) , %W C. pn JRYLA]
PEHE ApoE™" /N As 9% A8 JE i ; TLR2 i bR J5 47
C. pn JBY /INFLE Bl bk B = ) JikoHR 50 21 e 1 AR PR
4fi C. pn JEYLZH I /D 46. 16% F1 75. 73% , As ¥ 2% I
UL C. pn BRY LI 63.37% (#4 P<0.05)
FW TLR2 25 C. pn BRI As B 1, 1M
5 TLR27™+C. pn IRYL 4 AH LL, TLR2 3 55 7] B 17
CXCR4 i3] AMD3100 51T C. pn B, F 5k &
3= 50 Jok AR R 2T e 1 AR 2> 26. 19% 1 56.94% |, As
S 2 TED AR YR /b 22. 249% (3] P<0.05; 18 2) . VLI
ZEIRRIR , CXCR4 W 3458 TLR2 7£ C. pn YA S
As BT BT RFEH
2.3 CXCR4 158 TLR2 7£ C. pn BEEFS ApoE™”
/NER I AS 7K S HR 9 4E

MARKFS As B LA RIBHEDIFM I AW
SR AT A RIAL B R T ApoE ™ /N RUIL
& TC TG .LDLC 1 HDLC K-/ 284k, 2531 BN,
53R AL, C. pn JERYE AT ApoE ™™ /)N BRUIML 15
TC TG F1 LDLC 7K V435l 7 55 0. 62 % 1. 43 5 F01
1. 34 % () P<0.05) ; TLR2 R [FINAT C. pn &Y,
/NEULE 1 TC TG 1 LDLC /K F-A8BA 4l C. pn &Y
2H% AR 56.96% | 50. 41% F1 66.64% (1 P <
0.05) ,#&/8 C. pn JEYLFHE T ApoE™ /N R AR 7K F
F e e S TLR2 A 56, 1 Hid & 8, TLR2 #fR
W] F S B AMD3100 i, C. pn S ApoE ™™ /)N BRI
i TC TG Fl LDLC 7K F-4 TLR2™™+C. pn &I
43 WA 52. 18% 58. 56% Fi1 60. 61% (] P<0.05;
#2), BRSP4 HDLC 18 fk G it
X, VA ESESRIIR  TLR2 25 C. pn YA A9 1L
JRKSETH , T CXCR4 AJHE5R TLR2 (13X —1EH .
2.4 CXCR4 1858 TLR2 7£ C. pn BEFHT ApoE ™"
INRINFERAE R FEEHHIEHR

B RE RAE NS As 1Y K K& RIS,
AR T ASFAE 2R T ApoE ™™ /N BRI 48
FERF IL-18 1 1L-6 & A8k, 450 Won, 5%t
TRAHAH L, C. pn BHAH ApoE ™ /NERUIMLTE 1L-18 Al
IL-6 & it 43 i3 fin 4. 10 4501 6. 00 5 (34 P<0.05) ;
5 C.pn EGLH AT, SR TLR2 fii/N B v IL-18
I IL-6 &5 1220 B0 66.72% Fl 69. 54% (34 P<
0. 05) ; IMiFl% TLR2 [A]EF W FH AMD3100 J577 C. pn
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JEYL 5 TLR2™™ +C. pn YL HAH LY, IL-18 1 IL-6

B HIREAK 28. 84% F143. 18% (¥ P<0.05;%3), ML IL-18 F1 IL-6 &&=+ ag/ER .

ANy

DL F 4554 CXCR4 A 1458 TLR2 7E C. pn J&R YL

A TLR2-+ B
TLR2-- AMD3100 Control TLR2+C.pn  TLR2-+AMD3100+C. pn
C.pn +C.pn +C.pn (5 2 o % —
< ‘5 & Z:;_}' 4 -
o % f i, )
, % . ; %3 /
L & 08 & |
f T & f
R %’** oo 200 4t ) 200
gl R Lagep T AL 2o
Control C.pn TLR27-+C.pn TLR27-+AMD3100+C. pn

Py LB Tee AT i )
7 2 fﬁl‘*{"’g ?‘ ,7 . }\)‘:J—\\\
gl 2 RS ¥
N A

I
k
j

N A
. O TGN Ny
&h ) X5 $EP - || { i TE8 o
"";‘E; \ .‘ % 2 - 7 B

{

8\ 78 ) ot
0 g = 3 F o8
o % 40 a 23 60 a
£2 =9 g9
88 g0 8< 40
55 b 50 co
% o ZE® o ;
8 10 2810 L 820
Jg iy c oT
< 2 ol 512 -
3
N 6\‘0 o QO QQ OQ(\ N (‘\\.&0 o Q(\ OQ(\ o Q(\ < N (‘\\.‘0 o Q(\ OQ(\ o
=~ 00 X o* = QO X Iy = QO X Iy
Q‘Q/ ’5\0 Qg’ Q;\Q Q‘Q’ o
N\ NI\ NI\
" R .,
5 5 5
B 2. CXCR4 38 TLR2 £ C. pn BEESH ApoE™ /IR As IREF B HHIIERA (n=10)
AR ESIRRAAMLL 0 Gt , B Jy FFFRAEMLL 0 Jeta, C h E I PARE HE Je€a  D-F 43514 A-C #ALE
a i P<0.05, 5% HRYL 3 ;b oA P<0.05,45 C. pn BRYLA L ;¢ O P<0.05, 5 TLR2 ™ +C. pn YL HLEK
Figure 2. CXCR4 enhances the role of TLR2 in the formation of As lesions in ApoE~ mice
induced by C. pn infection(n=10)
2. &H ApoE” /INRILAEKFE (n=10)
Table 2. Serum lipid levels in ApoE ™ mice in each group(n=10) mmol/L
S| TC TG LDLC HDLC
X HRZH 23.32+6.63 1.50+0.37 9.29+2.74 1.33+0.94
C. pn B 37.85+5.75" 3.65+0.60" 21.76+4.70" 2.32+0.89
TLR2™"+C. pn JE&YL4H 16.29+1.50" 1.810.44" 7.26+1.49" 1.83+0.97
TLR27~+AMD3100+C. pn JE&ZYeH 7.79+1.92°¢ 0.75+0.31° 2.86+1.25° 0.64+0.22

Hia  P<0.05, 53R HAE b O P<0.05,5 C. pn BRI HLEE ;¢ B P<0.05,5 TLR2™ ™ +C. pn JRYL4 HEK

3 4 i

ATEHE As (AR RN E AR B A 58 4

IR LY 2 T PN R AT Y T RN 2
— WRIRE G RN L SR T" M As 2 HE
FERFHEERR ) MOk Z 5T R C. pn R

2 ARBAZ AT BT TR SE C. pn G 1L 1 5
TLR2 #1 CXCR4 [P EFE T T VSMC IR AT i
HE As JEAE T B A 5 A SR Al 3 — 25 A
CXCR4 (A BERITELRT C. pn JRYLIAE S A0 AR 5+ %
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*3. HHApoE” NRMBFRERFEE(n=10)
Table 3. Serum contents of inflammatory factors in

ApoE ™" mice in each group(n=10) ng/L

el IL-1B IL-6
Xt AR

C. pn 1RG4

270.22+76.49 530.51+88.45

1 376.98+100.07* 3 712.35+462.40°
1 130.67+195.07"

TLR2 ™~ +C. pn JEe£A 458.22+111.56"

TLR2™~+AMD3100+C. pn
YA

H:a M P<0.05, 5XF B 4 ;b o P<0.05,5 C. pn BG4 L
e N P<0.05,5 TLR2 ™™ +C. pn JERYLLH LA,

326.06+63. 14° 642.40+119.59°¢
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