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GES=l=1:0)

BIIREEE L, VHRGEER KO A TORCFEROEER LD THS. ZOFRKEIE
1 PR BB ~ OB ME RIS 5 2 RJE, SEINE TH Y, MEPEETONREEE (L
BEWNEMEAN~Da L AT a— LB LY VIRERA), REEMERE (v27a 7y
—, T #la), HERHMIEONE~DBEE & HH, fakoEE (=7 -7, 7
Ua$I 70y, WM, DU aiiE, BROme b E RS E 5™ T
b, —J5, WERIT, —EOREDOME % & T 1 NIRRT 2 50 I0E Ol
RELT, WEMBRICINTERA YA MO A R0, BEREEDPEA S, BRI
BB ePmESNTND.

7o, EEMIL, BIRECED Y A7 NFL& LTHERSNTEY, YATYT 4
7 LB 2 —"T%, HEE & BIIREEALIEIZIIV R 5 b BIEMEARO b TS, Ll
WD 7T v — AV REEALIE ~ B D REIC OV T EZ < REIh TWDL b D
D, FFIIEKANHAOEETH L. £ T, RFTOE L-VEMERIEMERB & LTOH
JEIROREEARE LT, v U 2D WAk ~D YA h A > (Interleukin-6: IL-6)JEA
23, B CIyE 7 2 24 K A (Serum Amyloid A: SAA) % A B&H X, & N Rkl
2R L, EhAREECAE OB R - & U CB 53 2 rRetE, BEF ARG LT,

(#1EF & T5E]

FEBIZIE, BREIES BRI~V A THLTRI AR TeTr A4 E REE~v T R

(ApoE") DA% 8 MlnDKE 24 L2 L7-. 1%, Recombinant Mouse IL-6 %
53¢ (L-6 #) &, Phosphate Buffered Saline (PBS) #5-#f (PBS £f) ® 2 BE(Z4y 1S
7=. IL-6 BEiZi%, 0.1% Bovine Serum Albumin (BSA) &# PBS THR L7z
Recombinant Mouse IL-6 (25ng/ul) %, PBS #%5-#£121%, 0.1% BSA &4 PBS %
10pl o0 B2 3 [B], FBAF SR o P BRI AR B (B JE R BT Tl 4 B I
)45 R T 12T 33G DyER$H2 W TS5 Lz,

IL-6 # Tl HGBM% 1, 2, 3, 4, 5, 6, 20, 21, 41, 42(61H), 62, 63, 83,
84 (12 ) HEZICEFMIRE Y MiKAERE L, ELISA IEICTHIE SAA REZNE L.
WIHE & B ISR GBAMER 6, 12 #IZ, 458 6 WL DMl sR IR I ER L, KEINR, T3
Hafit Uz, fil U7z RERISHETUR 2 /FL L, Sudan IV Y412 1 0 BhRAE( L
BEARZPE Lz, S 51T, KREWRES CIIMWnEeIo f 2 ER L, BfiRaE (b2
(2T Sudan IV Y, BHREEALITASTE ~O HERTS L OV T Mfa MR MEIZB 53 % &
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{EVPER T3 5 Monocyte Chemotactic Protein 1 (MCP1), SAA Z&FAKD 1 >Th D
Toll-like receptor 2 (TLR2) D% FYeta% ffT L7, F7=, THHIIuCT 2T

L, IL-6, &5\ PBS #&5EALE Op il B W 2 J &, b fE kAR I e &
L7z,

S5, MENKRMIZRT 2 SAA DIERBEF 2 #FtT 5729, & M REIRMLE N
A (Human Aortic Endothelial Cells: HAECs) % 153, SAA THIM %,
Intercellular Adhesion Molecule 1 (ICAM1), Vascular Cell Adhesion Molecule 1
(VCAM1), MCP1 ® %1% real-time PCR #: THf#T L 7-.

[t ]

BIL, WIEE L B ISR 2R (R EHNA A H 1, EICH B2 ZITRO bk iz,
IL-6 BETIE, %51 A CTIfiE SAAJREED EAL, ZOF AITIHME T T2 EA#IRLIZAS,
9% SAA JREEY, $b-BbaRTE IR, AEIC ER LICIRIEAZ 2 EBRMIM PR L Qe
F72, PBSREE B LT, 6, 12 E bICHEIC BA Lz, #5ME e <X
IL-6 FEIZ PBS BE & bl L, 6 O 1 FIt (M1) @0 MR & 55 2 FIi (M2) im0 MRIC
WTE AV b ANEN LS TEE CORBEAAEICHML (P<0.05), 12582

BWTHHERHIR <, 5 1 F#Em0AR & 5 2 F U AR 0 AR o SR oSSR S i ive 1
AEICEA Lz (P<0.01). —J, KERICEHIT 2 BAREELFHATMERIT, 6 TILA
BEREIRD LN -T2, 120 TIXIL-6 BECHEIZIHM L7z (P<0.05). K#EHHK
FER OGP MRY ICBNT, TL-6 BE IR NIED TLR2 ORI -F-4 5 EHm %
Wiz, Fiz, PBSEEL L, MCP1 OFBIA 6, 12 E HITHML, RREFH 25
LEOBR E & HITHIM L7, & 512, HAECs 123\ TiE, SAA filI4ic L v ICAMI,
VCAM1, MCP1 ORBIMEM L7223, AMATZHT TLR2 HiikZ WL, TLR2 4K
IZHEET D2 LlT L 0 BN LTz,

[

ST DR L AR RIEVES R CThd D AR L0 PEA S D TL-6 75, Tl filiE
LTl SAA gz B &, MERNMIEO SAA ZH AR TH S TLR2 ITHET 5
Zlick v, ICAM1, VCAM1, MCP1 OF3HA E5H L, BEhREE(LIEDSH KT 5 R
DAFAED R S HL7Z.



i B

Lo 1 %% %% B2 (Cardiovascular Disease: CVD) i, O fd i 4 R (2 28
HH 25K OE B OB THY, @i EE, JAR B IR ZE B, N E R R, KR

A RE, DAL, VoFHELRE, ERELKE, BEOLBHESFENE E
5. 20 CVD D¥F K D2 <iX, 8k BE 2 b+ 28) Ik i (ke (ISR K3 5. 8)
AR B AL E A AL T DL MARIE A7 S L, SOITIEE R e O ZE DR K &
720, LA B DS B ICH Vo<, BLAE, B IR ALE (318 M RIEME R B LLT
BEZONTEY, MEONEZEBEL TWLHIMLE N KM OEEL, i<
MEERDO~ru7ry—VORM, J5H RVIA 2, B VERE & & O A&, P
DIEEZZLT, MENBEORELHIELZZIZTLNIZ X T RNER Lo T
o0,

— 07, R X, 3T PR AR R 2T SRR AR B oo RN TR R B A LS
KoM Mk 52 AR RS T, BAE XA T AV LEGE LU THRE
ENTWD. ZOMBE UKL TE EM THLH H ML, #6 EEomE K
DI BERS, RIEISE L TH P ERICEOEOAE R, BREEMICTHISL, &6
CHREICEFELLTREBR Y M (vo7rT7—, YU =ER) NELETLIV AN
4> (FEIZ Interleukin-1: IL-1, Interleukin-6: IL-6, Tumor Necrosis
Factor-a: TNF-a) R RAZT IOV R EDRIEMNAT = —&—I12X0, B
BB NED. LL, 77— BREDMESNLZWE G, ARy FNITHE
£ 00 B 258 2 ICHEBR T DIIXE S, M@ A 22 Y, 2R e IS AfF
ELBTHZ LIRS, 2T kY, 5 EM ORI, fiE s & 08 M1k, &Ik 2
Ee 20, HJE AR O IR Ak S, SHIT, A MR IS BICHE T DM E
WRNCPELESNTETAIIA B TIZHAL, EHF ZIER TLH5IEI1005.

TS O A Rk OB YA A 0, iR A T LT Bl R A AL 28 S
BEL, MEANEZMESLI/n7 7=V L, SHRDPANTAL PR E PER
TAT—F—%ELETHILITEY, BRI AL PE R Z 2B ST E W 5B
THESNLTND 2. EHIZ, 1990 FEAED, 8 &5 &8 Ik 1 AL E &0 5 1 B

DS, SRR ICEVERE S TNG 36,

T 21X LR, ApoEY ~ 7 A2 Porphylomonas gingivalis (P.g.) H % & Yx
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SHEHIG A TR IR ZENEML, WA OREZIAMIE SAA L~ULIZH
BT 5287, ~UZAO K A MK IC IL-6 27F AL & IR CAH BEICHELL T
WHBE T IERME M A )T, K5I SAA B R 7 THY, TL-6 1L SAA Z4F 112
FEILTNWOIEE~ AT L AITTHRE, I SAA 20378 B R 37528458
B 8. &5, ApoE/"~v &2, IL-6 Z#EEN & 5 L= R, IFlE T SAA
mRNA O H N EH L, SAA X IR EA S, Mh SAAREN LR 352
CaRMERL, BYIREEAL MR A 03 KT D52 L2 mid L.

LU b ooifl i3, ol J8 AE o oo A B, M B PE AR, B DV T JE AR Ak TRE A S
NI ARNTIA DM FRICEAT U CHFIRICEI =L, T A 25 3L T SAA OFE A&
LR EZEZL, BREACIE OFEAAICE S L TWLZEERLTWS. LrL, 2hb
DOFEBRTIL, i JEMEEBFTOREREZRE B FERIEL22ENTETHRNE
W, 18 MR B TH D JE & O BE A IE #E I BLTETIWL AR,

ZIT, AW TIERFT O L~ V8 M R E R B L LT oM E A, B R
LIEWCE BT O F 2RI +T5 8L T, ApoE "~V 2D &MLk iC IL-6 %
12 WM ICHE A &5 LT, 88 R Fr2o0 IL-6 #EICkY, FE»5
FEAE SIS SAA 30 i i 3 % B DR A L7 2 8) IR AE 1L GE O 8 E, B ORI EL B2
B G- L CWOME 2 E Rt L, 8 % &8 IRk 68 (b JE o RS # 2B 3% SAA OB 5
ERBFTDHIEEHMELE.



KBRS O 5%

1. EEREMY)

ApoE /"~ A%, Jackson Laboratory (USA) XV 2 X7k 5. 25 1F, I8 At
B RFENAT X — OB FEREICTHF, B LT-. KHF%E TIL 24 JEOKE
P~ 2% ZBICHE L. Bi¥ i, EiR 20~22C, 1B 50~60%, 12 KO E
1 (VAT 6 B B2F 1% 6 ) @ Specific Pathogen Free B FICTHE LTz, el AMISE
1%, THFTEAE RIS 301 2B RS (T B D AR ET) CERk 18 A4 ITHESWT,
CRAA SRR B SRR 58 o 2 B ) \C KD EBE R O i L &R URRRE 5 131-08) &
HoTEMLIZ. EHIT, Ak 16 4 2 HIZhifTS a7z DB AW & O D Hii
(CEBEMDSARMEIC BT DI TSV TERL, A SRR S T2 s
TARE T B2 1T L2 FERFH RO H i LA KRE 5 08-34) 215 CHMLT-.

B4 & 2 B (BB 12 I0) 1200, IL-6 BECIX/AER 8 A, 0.1% UviiET /v 7R
>(Bovine serum albumin: BSA) (A7030-10G, SIGMA, USA) &8V BeieE A At
7k (Phosphate Buffered Saline: PBS) (10010-23, Life Technologies, USA) |ZI&fi#
L7- 25 ng/pl ® recombinant mouse I1L-6 (406-ML, R&D, USA) % 10 pl, [ H 2 3
[, T 5E A SR S P R A A (R ERERRR T CIE 4 RIS 1 [BD) BRI FI2C
33G OEHFEERAWTE L (X 1). $5—J70 PBS #flZlE, 0.1% BSA &# PBS %
FERICE G- L7, RENTGER (4.5%: I8, 0.0169%: =L A7 m—/l, LabDiet, USA)
TEEK EEBICHEAC B B RS, & 5BA2 5 6, 12 BRE%IC, &8 6 LT o1
V7L (ISOFULY, DS 77 —~T7 =< /L~ VAR AL, BAR) AL, 28 kT
T, MEERETS, RS, 4% STV LT VT ER U iR (163-20145, Fthl
TS, BAR) ICCHEREER, DRz S KEkE, THEZHHLEZ (K
2).

2. I SAA JEEE

IL-68E T, IL-64 5-BRtAH4 1, 2, 8, 4, 5, 6, 20, 21, 41, 42, 62, 63, 83, 84 H £ D%
~UALY, 471 (ISOFUL®, DS77—~7 =</~ AR, BHAR) AL,
BH R T COMUREARDH25GHE IR EHSV-25DLK, 7/VE, HA) Zff AL CIfigZo0.
SmlERHRL7=. PBSHETIZ, 42(618), 84(12i8) H %% ICRARICILIR A BRI L 72, $RERL 7= 1L
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WL, 4°CT—WrE L=, 4°C, 204, 2,000rpm T L5y BEL T, MiEA L, -30°CT
RAELT.

FROFETEMRLZM{EFT SAA B E % ELISA EICTHIELL. 77200,
Mouse SAA ELISA Kit (KMA0021, Life Technologies, USA) #ffi AL,
E PR 1Z Powerscan® HT (DS 77—~ AT AT 4 WA AL, BA), BIO
KC4 Y7b7 =7 (ver. 3.4, DS 77—~ _AA AT 4 AR K S H, BA) %246
LT EL.

3. THEHOUCT i

EEEIMH 3D v~( 27X CT (WCT)(R_mCT, kX &4V AH27, BA) %
AT, MHLETHB EZRE (B EE 80kV, & E it 160pA) L,
i-view(ver.1.68, Hk At EVXZEAEFT, B A) 25 HLT, WA F iz K ¥
TR ELTHATAAZIT WY, RREZBRE CEOABEB OB G 24572, ZHbDH
B LT, EAMAMEFCHLTHESE 1 Al (M1) 5 0MHE, M1 EO01R,
FlE (M2) DR OBEM OEA T F A)LEE (cemento-enamel junction:
CEJ) 7265 18 (alveolar bone crest: ABC) E£ T B & 4R g &6
O JEAR A Ol 2 E L7z (X 3).

4. K B Ik O R TEAE

FHL-KENRE 24 BE, 4%/ 375V AT VT R U BERRENR IS CREER, KERD
NIPEZPRE, PBS (T, Sudan IV YeikZz @ikl ie-> CTHEEL, 6 /rfidetatk, 80%
TH )=V 5 4 BlE{To7-. Sudan IV IC THEI N KEINRIT, ZIRBEME
(LEICA S8 APO, Leica Microsystems, Germany) (2 CEIZL7-. KEIWRNIEDREE IE
EFEFEIL, Image J (ver. 1.48, NIH, USA) AL C, M4 NFEE mfgEAIcx 4 5%,
afroElE (REEE Ge@EAD Hkt KEIWRAFEREE X 100) (2 THRHLE.

5. REWREELAE ONEIGILE

Dol & KRB RAE AR A B a1 %] (SCEM, SECTION-LAB, HA) T, 77142
%k (CM-1800, Leica Biosystems, Germany) % F T, D&V EATKEIRIEIZ
W Tum EOMEE T R 2 ERL 72, KEWREEAAERO BE I UL A& L 2 AT 3 572%, Sudan
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IV JiRIZT 6 /Gt Liz0bh, 80% =4 /—/LC 5 43 /3Bil&4T-7-. Sudan IV (2T
Yet ST KBV IRIE, JERIEMEE (IX70, OLYMPUS, HA) (2 TEIZLZ. KEK
WNIEEDREE LA FE 1L, Image J (ver. 1.48, NIH, USA) Z{ LT, IBE LA mfk
(um?) ZHHILT.

6. 50 AR L Y

R AL, SAALE T Z—D 1 -5 Th5 Toll-like Receptor 2 (TLR2) D/
FEaEIRI 572012, 100 EARL7-H TLR2 Hifk (13-9021-82, eBioscience, USA) %
4°CT 12 LR, FT7IRBE&S 27 24 (NEL700A001KT, Perkin Elmer, USA) % /1]
WTCHEAT TV, Liquid DAB+ Substrate Chromogen System (K3468, DAKO, USA)
% H\ T 3,3-Diaminobenzidine,tetrahydrochloride (DAB) #F/E L TR AL, ~~h
XA TG 21TV, PHOTOSHOP CS3 (Abobe, USA) % FHV T RENRIN B2 i
@ TLR2 Bt EIS (KRENRSF O TLR2 BIEN R AIRO RS OMRFN,/ KEIRF D4
TONEMBOREORM X100) 2HH L. £, BRE(EOEITICEADS
Monocyte Chemotactic Protein 1 (MCP1) ®OJS{EZMRFHE T H7DIZ, 100 fF5AIRL7=HT
MCP1 #i/k (ab7202, abcam, USA) (2T 4°CT 12 FF[EILER#, EANT 7 AL 2 T VAT
1> MAX-PO(Rat) (424351, k&= F L A4 F P A X, BAK ), Liquid
DAB+ Substrate Chromogen System (K3468, DAKO, USA) % H\ T DAB %217\,
AT IR UUATTREY AT o7, FBEMEE IX70, OLYMPUS, HAR) IZTHIZL,
Image J (ver. 1.48, NIH, USA) AL T, MCP1 B0 HifE (um?2) ZHH L.

7.1n vitro W& W AR RT3 2 SAA HilTK

b RENRME N AL (Human Aortic Endothelial Cells: HAECs) 1%, LONZA
(USA) LviEAL, st (EGM-2 Bulletkit, CC-3162, LONZA, USA) %\ T 10cm 7
AT 2|l TAV TNV T MNIETHE TR LTV, 6well 7L —MNIfRRL. bz~
VU NMIEELT- %, 25 ng/ml % T human recombinant SAA (300-13, PEPROTECH,
USA) ZiINL, 24 KRS RIS 2L, BIXL-. £72, SAA ZHFEKLLTD
TLR2 DO#RZEMNT+ 572012, SAA RIIE 16 FFFEIRTIC bk L TH TLR2 #ilk
(MAB2616, R&D, USA) #iIN (10pg/mD L, SAA fil# 24 R S Mln 2 A fEL, [5]
XL 7z,



8. HAECs 78l mRNA

[ UV U 7= 0 B V& fi# 1% %2 NucleoSpin® RNAII (740.955.05, MACHEREY-NAGEL,
Germany) (2T total RNA Z#H L, Primescript® RT-PCR Kit (RR014A, #47, HA)
IZTCHHRE, cDNAZHRLT-. 20 ¢cDNA Z# - L Intercellular Adhesion Molecule 1
(ICAM1), Vascular Cell Adhesion Molecule 1 (VCAM1), MCP1 ® mRNA #H, & &
{b% real-time PCR JEIZClitifTL7-. F7-, glyceraldehyde-3-phosphate dehydrogenase
(GAPDH) ZWHfEHELL, MR B EZ RN L7z, Fr 37T A~ —% Primer3
(ver.0.4.0, http://bioinfo.ut.ee/primer3-0.4.0/primer3/) Z{FE AL, 1EL7-. K817 <
A<—hcF L, ICAM1: sense 5 - CAAGGCCTCAGTCAGTGTGA -3’, antisense 5 -
CCTCTGGCTTCGTCAGAATC -3’, VCAM1: sense 5- AAAATGCCTGGGAAGATG-
GT -3’, antisense 5- GGTGCTGCAAGTCAATGAGA -3, MCP1: sense 5- GACAAG-
TTTATGCCCCCTGA -3, antisense 5- GAAGAATCGGCACTTGATCC -3, glycerald
ehyde-3-phosphate dehydrogenase (Gapdh) : sense 5'— GTCAGTGGTGGACCTGA-
CCT -3’, antisense 5’ - TCGCTGTTGAAGTCAGAGGA -3’ Th-7z. 7233, real-time
PCR 3V A /" —27—iE%8IRL, POWER SYBR® GREEN PCR MASTER MIX
(436759, Life Technologies, USA) ZfHHL7=. KiHiZi%, AB 7500 Real-Time PCR
System (Life Technologies, USA) & 7500 system software (ver.1.3, Life Technologies,
USA) ZfEHALT-.

9. F TR
EEE R OREHFAIEATIE, SPSS for Windiows® (ver. 16.0, SPSS Inc, USA) %1{#
L, PfaliX P<0.05%*, P<0.01 #**:L"CRL, P<0.05 J0AREELT.



e S
1.EWOIREZAL
IL-6 #F, PBS BEEBITRRRFHIZR R E N 2D, MO R ICH BRI D bR
-7 (X 4).

2.1f7% SAA JRJE

7% SAA #R A, PBS BT, 6, 12 &b (T G-BMAAT A B2 ZETRO bR o7z,
—7J5, IL-6 #ETIE, HEMRICE G 1 ABAIRIC LRL, B FLER, BGBMbaTE gL,
A B EA LR E 23R PR L Tz, (X5).

3. A E O th A E I
IL-6 Bl PBS #EL Ll L, %514 6 O 1 Fth (M1) = OMRES 2 Fth (M2) ¥l
RIZIBNWTEA ST AVEEN LW E THE TO MRS A EITHE L (P < 0.05) (X 6A),
IZBWTIE, TL-6 BEOEREN RS, £/, 5 1 Hi OREE 2 F i O RO g iR
REROSFA B AE 1 DO JE A IA A LT2(P< 0.01) (K 6B).

4. KRERAIZERE G TR A

IL-6 #f, PBS #t&b1C TIX, KEWRAZEZ Susan TV YLl £ DA TEE | 38152
Shieiotz (K T7(A). —J7, 12 T, IL-6 BECIRILAE AL ML (X 7(A), AN
LA RS PBS BELLIL, AEICHMLE (P<0.05) (K 7(B)).

5. REWRIEAGERONENG L&

IL-6 #f, PBS HELHIC, 6 B TITRENRIELGET RO IEIITEE XD BT (K
8(A)). —J7, 12 A TIEMAELHIZ, NEMTLAFALZHNL (X 8(A)), IL-6 FETIZ PBS BEL
LB, HRIATEAE SRS A EICHIINLT (P<0.05) (X 8(B)) .

6. KEYIRILAAER D TLR2 3 EFLE, HAL

IL-6 #f, PBS #EEbIC, MAENEMInE~7m7 7 — I TBAENEC B M Z8 8 Hiie
(B4 9(A)). REMIRIFP N BRI 35T DB R, PBS BEEEEGL, IL-6 #ECHEITH
L7z (P<0.05). %7z, IL-6 #%, PBS HE&LHITREFAYICHIMA R D=, (X 9(B)).

9



T REVRIEAATRO MCP1 FBFLEE, FHAL

IL-6 #f, PBS #tEbICENESias~ra7 7 — 2GR SR DAL, FRIRFII7LIH
RO R ELHITIHAH TO MCP1 DR BUHALOH AR O 72 (% 10(A). IL-6 #£TIL,
PBS #fLbhigl 6, 12EEHIC, MCP1 R BLHEEABINLZ (P<0.05) (X 10(B)).

8.HAECs (23175 ICAM1, VCAM1, MCP1 mRNA %3

HAECs |Z SAA Hili#% 24 REf a1 T L7725 F, ICAM1, VCAM1, MCP1 ® mRNA %8
23, FEATE L CH BIC B F-Le. 72, SAA BIATICH TLR2 P2 N4 521ck
0, ICAM1 1% 35 %, VCAM1 (% 37 %, MCP1 1% 44 %212 mRNA B mH <N/ (X
11).

10



#

Pt

CVD %, 7TAVAAERE, 3—ry/S3EE, BAR, EBI20F, BIFE LETHLIER O 75
KTHD. 20 CVD X, BIREE(LAEICAL R CRAET DT EN L. FEE, BhREEALIED
fb23, KRS, CVD OFIE, EAKITO7RN 5T ENHAEI I TS %10, ZDOEREE(LIED
FERRIKF120E, A EZeb oL U CRIMRIE, mifiE, FEIRAE, &1k, B, BB LT
WAZERNRESN T W, L, ZTROORFNEG LW GE THORIELY DI ENH
HENTEY 12, BETI, BERESLVEERAERK LU GRS TS V. Bk
{LRED IR T HREMIFRSRITIE, HERORD~ /a7 57—, T Vo ERO RIAEVERID
REL TWD. ZSDMIEOTEMEIC KD RIE RS2 Rk L, IL-6, TNF-a/2E DY A+ A
Y ISEEAZI, BB SN S B D REVERI IR ORI A 2D, BIREE(LIR A 1L L0
HEPRFRIEZTE AL, HEFSMEA L T 18, LU EMD, RIE, S InZE, BiREIED ]
HNHT X TOBEBSICEAE TN 5 19,

— %, AR D ENME I LR SND RFTOEMERIENREB ThHS. T70bb,
P, PP 28 &G LT IEL, AF TR, R, TR (LTI~ om T 7 =D RU L R D
TR SO L OB R B A EE S N D 19, ~ouT 7 — VX, 77— R OMIEO R PR,
VR HEREIREL, SESFRRIEF B A1 (L6, IL-18, TNF-a/cL) %5
WL, ZNHDYA AL PE BISELEMT 5. 78 Th IL-6 1%, HER/I~r/u77—, fif
MEZFRIAL, Vo ERTe & DRk 2 7RI KV BEAR, /WS, RN ICI1T D FE 2 A
A2 D 1 D ThZD. B HE P BE TG IL-6 RN LFL 1619, fEBIHHICLY
ZDOWRRFENDTHZENRESN TN 18,19,

20 15 F M, Z<OERREFHFFEC K0 85 S EIREE(VAE | B E Do 5 Z LA RS S
TR 30, WA OBERK L T, WEREE LB ORIESE~Y— I —D EF/D
5. 20,20 KR Z MR SIE SUSHES L XV T D C UGEZ 737 (CRP) <° SAA D ffi
IREEDHINNAS, 777 v — SYEED RAEALIE SAR B2 R L7 A R s S TUND 2229,
L, ZRHDZ 3G CVD DK £ > TNDDN, T2 IR IEREE R T~ —
—THLIDODNIEIREL THEFMIZ T TR,

ez 1XLLAT, ApoE ~TU A P A RS, BRI I3 T o B A MR L.
FORER, EABRIZEARREALIR DL, AT OREIMMAE SAA L~UTHHBIL T
WAZERHE LT D, I, M TR O BRER A B L, BRELOTWOE DA

11



B4 2572012, BIIRIILIRAIERAZ D ddY ~ 7 A0 M JERLR 98 R FE A2k
WAL ThDHIL-6 ZEALTRER, I CREERANICHEIL CODBIE X, Bz 7,
K2 SAA BIGTHY, IL-6 1L SAAMRNA ZH BAGICHERIIEINL TNDZEE~AraT

IZTRRHEL, I SAA O EFBHEFELIZ Y. S6IZ, ApoE~T R, IL-6 ZEEN#5-
U725, TL-6 BB KO IRAR IR C SAA 2SEEAESA, A SAA RN EA-L, Bk
EIREDPERTHIEE MR LT, LinL, ZIHOMFRIZE I O IL-6 £ 50 ETHY,
1B B Ch DR ROTRREZ FFBLL TV,

ZIC, A TIEHE AR, T70b RFTOKL BRI R B A B R LI |2
T ORI 5—BE L C, ApoE"~T A0 OFENIZ TL-6 2 3 [a], 12 I ke 5-
LT, BMESIEIRREZAERR L, TOH% DI LIEASND SAA OENRELIE ~D 2%
ALz

AT, TRTCOBYEBEBRE G X FAE L. £, v AIBINREE LR IR L
TESZMEDMES, AR HPRIZWO T, BIREE(LIFHAZEZLST VY ApoE”, HE~D 2%
FEERITHEL 7= 929,

i o SAA R EEL, i E O REFAERICIL6 G HAEICERL, BT
L7y, BB A AT O B ETRIE T 51RO 52 ifT LD T, # 551 &
L, 2FEBRYHMZ2ECCHABICEA LT, 20D, B RIE MK
JEREEZF B 522N TELEE X TND,

SAA L, BHEEMIC T DT ER AR 300D 1 2 THY 20, ZMERERBIIGEL
T 100~1,000 FEZHIINS 2 2729, F7, JERCAZRY v 7 Ra— D INTFEBL~L 3
RSTH, Ll & 2 FEA X D T IR F- L7 D EMMHAEI I TS 3030 ZDRgfFE LT
1%, /a7y —UBLOWEMIEE high density lipoprotein (HDL) D& DRt
82, /a7y —UNnhalL AT n— L& S5 HDL OMREZ M 39, HERD E(LRELHE
FRED LI 3972 NS LT,

SAA DOENRAEACIEFEIE ~D ELFEHIR IR R L7 5 £ LTI, Dong & 2973 ApoE’~
DALY A SAA LU FUA NV AE YRS, SAA @RI~ AEERR LI TER DD, ZD
R, BIIRREALIR A SALS KL, M SAA, IL-6, TNF-aii2 D E5., AN ~D~
a7y —YORE, ME NI 585K (VCAMD O%B L4 AL T
%. L)L, De Beer 1 20 WREZ527- 50 D ApoE” SAA+Z T )V )T IR~
ADOBIRREALIFHZ 1L, ApoE"~T AL BL, BIRTE(LIFZ D KR ESITEAD 72, EBIC
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HEME ApoE" SAATX TN ) 7T IR T A B W CUEEE &% 5 2T, ApoE L,
EIREE (LR ZE D RESICEALRN o0, SAA 137 T v — APEBhREE AL IE (C 8% 5 7
WERELTRY, SAA OBINRIE(LIE ~DFEMRMEIBEFICOWTIRERHDEETH
5.

ARWFFED REWRNIEDREIG LR 1%, Dong H 20D SAA L2 F VA VAZERSHETZ
ApoE~ TR T 5L 1/10 FRE TIEH 503, TL-6 #E 12 BWIZH W T, IEVILE RN HE
(ZHEIL Tz, ZOfRMIEEROENFEREL TEALND SAA OEGASHIZEHMIC
ETT 272012, SAA L7 Z—0R 8L, BINREEIEDEITIZEDS MCP1 &5tk
FHUTHRELZ. SAA DL 77 —IZHAL TELDHEDHY 3549, CD36%Y, ABCA1%639),
ABCA737, SCRB1%% 39, TLR240, TLR44V, CST34, FPR24340, AGER*?, OmpA2+
IRENZINET SAA D72 —LLTHRESNTWS. ZD9h, CD36, TLR2, TLR4 (3,
BIRE(LIE 2R T D SAA L7 Z—LL THiiESiLEY, ABCA1, SCRB1, CST3,
AGER [ ZEIREE(LIEZAMHI 95 SAA L7 X —LL THESH TS, LLETO Tk« DS
23T, HAECs 1T SAA Z#Ni%, SAA DLt 72 —D 1 > Ths TLR2 ® mRNA %
BNEH THHT-2E00, AFFETIE, TLR2 ICEH Lz, TOKEE, IL-6 BHIB W TIX
1 NI TLR2 O BIAEIINL 2. Fiz, RRFRIZRR O R EEHIC MCP1 D ¥ Bl
HEINU7=Z 80305, in vitro T HAECs & V72 SAA RN 5265k % 61T L 7. BhRAELAE D5
Rz, v/a77—URRV RN ERE T 2SN TERY 5, Huang b 501, R
t1-¢ HDL <° Apolipoprotein A-I (ApoAl) 7% myeloperoxidase (MPO) (ZXVfEg (X4,
4% PN > VCAM1 O %8 L5, ~2n7 57— 0 ATP-binding cassette
transporter (ABCA1) {KfFEMEalL 2T o — LHEHHBEDIK F a5 ZiE 2L, BhfjRaf(LIE A1
FTEEDHZEERAEL TS, LasL, MPO (255 HDL X, ApoAl ORELIL, PWNEHIKED X
W TTIXZR N2, ABFSE CIXHERZ N BRI C TR [E B2 & S5 ICAM1, VCAM1, Higk
wlE N T ~RES TS MCP1 OFE Bt Lz, Z£OR5E, SAA #IiHiZLY, ICAM1,
VCAM1, MCP1 O¥EHLA E5F-9%2%5, RIFATCH TLR2 LAz 52 L2k, FHLR3
mflESnTz. ZnbDZENG, IL-6 FREIC ZOIFR CrREAS L2 SAA 7S, I N ARG o
SAA ZHED 1 > Th% TLR2 ITHEE L, BIREALIEDEITICB 284K (ICAM1,
VCAM1) EHERE(LR T (MCP1) ZRBLEH, HERAMENE FICRELLeT<T 528
&, R LU TS 3O RTREMES RSN, F2, WA O REEHIZ MCP1 D%
BIOEEINT 22 L35, RRIFANICHERDR G EINL, BREAGIEDS KT D2 &b HEZR ST
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L. T205, RFTORL -~ UEME R B LRI LIEZ-D7e< 1 DORREE ARSI
EEZ TS, T7bh, SAA 28 TLR2 24T LTI N a2 filig s 5-2, Bk o
T UM N BB d 1T DA R - OFBLAS ES- L, JRAEAL~D HERDRE A Lz
DG LAVR.

AMFZENT LY, ] JE TR O LO7RARL AR RIERREDS, BRGNS 5 2 Dk
FrD 1 2EL T, IL-6 758 M: SAA IZEL P RSz, SAA DT DR FIZ O\ T
i%, TLR2 LIS DL 77 —DFE, ME NG ~DOERNZ DWW TR HRET 242
WD, 5%, BERBTOHLIBNRIELIEICB T, SAA 202 B REN LI BIREE{L
JEL AW FHIRALO R, FE7R A =X AOMRABIRGTT 243 H 5.

AWFIETIL, R KSND T OARL ~ B MR AE R RE DS B IREE(LAE (Z 52895
PRFP 2RI 5 —Bh &L C, BIARBEALAE 5 T2 At~ 2Dt A MLk C TL-6 Z7E AL, Tl
50D SAA DpEAE ER-SE, BIIREELIE~D B ZMETL 7. SHIZ, HAECs (2 SAA HIlH
ZINZ, HAERT, BEGELRTORBRZMITL. ZORE, SAA 28 TLR2 2L T, @)
IREEALIE DFEIE, HERIZE B LA EZ R L QDI e RSN, 37205, RpTofRL <
IABMESIER BB EBIREELAEZ 570 < 1 DOREEE I RIRS VT

AT
ARG AR T HICT20, THEEEA O &R REIRND, TSR HREE
DELT. ZLICEHOBERLET. LT, ZLOTHEEE FIVELAHEE RO H

JIMEZ 0%, NAERIEZEER, B O 28 U T2 <O RFR-0R e 2 TH - B R A7 0
JEDERRIZ, LINODBH DR ERLUET.
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1. IL-6, PBS #5537
PEFREL T T, 383G OFEHEHE H VT PBS BEIZIZ 0.1% BSA &/ PBS %, IL-6 #fiZ
I%, 25ng/ul ® recombinant mouse IL-6 %, N5 b EHMIC 10 pl {FEALZ.

2. FERAr YV a—v
8 Wi DIENE ApoE~D 2% 24 UL, 4 4 IL-6 £, PBS #2007, %513 8 i
BIZELTZ A5, B B TITV, RGBT, 41 6, 12 B 6 IL3 S E& L.

5 3. PG5 JE L O B A WS R & AR OO AL

VRSN E L O WS OMIELAL A2 3. ML i OR, M1 E0ME, M2 im0 R OR
R T DA0E GRf) ORTEETE O M 2 Hv T % O CEJ 725 ABC £ TOlf
B (BRHD), RTEEWTE 2> O AR SRR O s B iR GERED 2 HE L7,

4. B oK
PBS 7, IL-6 FECBUIDARELLERY (G n=6). 77713 E + EEERZE TR
R

5. Il SAA B
ELISAEIC XD SAA R E ORI E R R 427 (K n=3). 77713 FHE =
R TR (*: P<0.05, **: P<0.01, kruskal-wallis test, EERBAAGEFE HER).

6. %5 ERALIE L OB RE WU, kR e
(A): FeBHALED O HREE RN (CEJ-ABC)

FH U7z T3 B ZuCT I T4, M1 U 0R, M1 i OAR, M2 IO R SFER 0 b
BRI (CEJ 725 ABC) Z#HIELIZRERA RS HE n=12). 77713 FHE 1R UE
fRMAETRT (*1 P<0.05, **: P<0.01, Wilcoxon rank sum test).

(B): 455 FL &30 oD A i (ol AR o ok )
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BE: n=12). 7 I 711 EHE HEERFZETRT (3% P < 0.01, Wilcoxon rank sum

test).

4 7. REARPIEOIENG LA
(A): KEWRAIEEOIENIEAE & (Sudan IV Yufa)
BHED 6 1, 12 MO KREWRONIEZ R,
(B): KEARAIED ARG 5
KRENRAEO B LSRR %, ME NER BB ARIC T 2R aiioE s (FE
TLAE EAE/ REIRAEE A X 100) (ZTHRIHLIZRERZ RS (BFE n=6). 77713 F
i+ HE¥ERZET/RT (% P<0.05, Mann-Whitney test).

8. REWREAAE DAGHGIL A
(A): KEMREAAH ORRER (SudanlV Yeft)
KRERELAESD Sudan IV el i rd. 1L-6 £, PBS B, 6 3 TlIYeaisin
ROl —J7, 12 B TIXMBEEHIZ, YLt A28 inL, IL-6 # TlX PBS %
GREEERR L, Yuta s s inL 7z,
(B): KENIRELAAS O RRRTE 5 e F
RENREAANE DO I E S A2 B H U 2R (BB n=3). /' I713°FH)
fill TAEHEfR 72 Crd (%1 P<0.05, Mann-Whitney test).

9. RERIEAAESD TLR2 JEH

(A): REMREE AR TLR2 R EBEHAT

KENRAAGEN 5155, TLR2 D5 et R+ . ML, MmN~
17 7 — AR YL AL 25RO 72
(B): KEhARIELAERD TLR2 FHPEHRAL %

KRENREELAE D TLR2 BytEiiro®l G CREINRF O TLR2 Btk B AR O RS Dk
./ KENRF D4 TON ML DO REE DI X 100) ZH ML/ RERm T (F#E:
n=3). 777X VH)E = EHERZET/RT (%1 P<0.05, Mann-Whitney test).
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(A): KEhR AR O MCP1 FELHNL

KEWRELGEIZF5 1T D, MCP1 DR g ta 24T - 1o i R &2 ~¥ . IL-6 #ECIX, 61, 12
WEHIZ, PBS FEL L, JWATOYEATALEEML TR Y, R ZFHZEE O R
& & BITYEENL B HEIN L 72,
(B): KEIRFLAAT O MCP1 Bk 7 i

REWREARERD MCP1 A O mfE 2 F M L2 a7~ (B8 n=3). 77713
SEHE AR ZE TR (Fr P<0.05, Mann-Whitney test).

¥ 11. HAECs |Z2381F % ICAM1, VCAM1, MCP1mRNA %

SAA I HAECs 123517 5 ICAM1, VCAM1, MCP1 ® mRNA R EBAE R4 77 (% n=3).
T TEE HFEERETRT (1 P<0.05, Wilcoxon rank sum test).
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