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B1E fE
R BN B d K OVIK ML R B3 e R T 61T 2 EHERFER % 56D TV D23,
I B DMEREE (cardiovascular disease : CVD) [FEfRAI(L 2 Hfx & L, &
DENCBNTHIE L R DS FEERFEREZ HD T D, BRELOJREK E LT,

Peske, AANCHEIZ O EIMIED CVD FIEICRKE < BIS LTV, ki
SRR IR OHEART K 0 i BT Uiz, — 05, TR BAIE, BEIRIA .

JEGG, ENOOEMLIRETHIA XA v I Ra—h& 0o G
HAEAY, BIREE(LOJRK & L TRERMBEEZ LD D LI ITh>TWND,

KL E Y REMA (low density lipoprotein : LDL) 1%, ShfREE(LAELM: U R
EAELTHMSN, M LDL 2L 25 1 —/L (LDL-C) JEEEAEVYE CVD FIEN
NI ENE L OEFFTRTH LN SH, & HIZ HMG-CoA IETEEFRAFH (A
SF ) W RER FRIEZ, 2 < O ARBRIC XV £ 0 CVD FAEMHIZ)
ROGFEH Sz,

—7J5. ftbE Y AREE (High Density Lipoprotein : HDL) &, LDL 2SAHSHL
Wca L AT — L2 e T 2 %FN A G T 20 LT IC, EWRICERE L
3 VAT B — /L& RN DB R E . IFIAER T 2R E A2 R L Tn D,
HDL (X, 2D a3 VAT a— g X REREICMA T, PIRIEEM. PiBbIER e &
A LZPERELY REAE LTHONTWD, T E TOMEX RENSD
FELFFRICIBWNT, M HDL =2 L A5 m—/L (HDL-C) A%, E@REE B o
SNLTETHIRFTHLZ ERHLNERSTND 2

BIRREALIIE - RIS T DAk 4 BT, RIEPKELFELTWH I L
MPN->TETEBY  ZO—20DF L LTHL E DL A/REEIATND
RIENBIG-T HHAETIEL HDL-C IREME N T 5 2 LITIR B, RED AR
59 HDL 23R ohk & 720 £ L WERE 2 RIED T T2 LW ) & H D °, LIk



C RIGHE 4 782 (C-reactive protein : CRP) (X &HMERIE~—H—& L TH
HAIVTWD, ZOmfEE CVD FIEH MR EET 2 7, S 5T CRP IME TIHK
HDL-C IRJE 2 23 256 03% < | AR NEEREEEE TTRIAEN & 0GR
055 —J. AZTF AT DL-CAR FERIZINA TIRAAEMEM 22 E DL mEZhR
(pleiotropic effects) ZH T2 Z ENH LN > TS, HMG-CoA IZITHEHR
PHEFHK (R ZTFN)IE, ANa Uk, Z7rrvenl) Vg Fo=LVvrT7=
nen ) UBOGEEIH L. 2O NRICFET 21655 F G B H RhoA == F
YT IRT T VXTI VAT RY A X —EOWASF Racl DIEMEAL
Z NS 2, RhoA =P Racl NIRIELCMAE MG/ SICHET 52 Lhb, A2 F
IRRIEDREFET D EEZ LN TS * 10 FEE A X F 1L CRP
AT SE 5 Z L, CRP RE RO RENE EEE ISV T L ENT CVD TF
NREFRETDHZ NN TS

Bt I CRP I & [AIARIC . S100A12 0D if Hr i FE @i A3 CVD F&AE O HE N B
T 5 EOWMENINT Y, S100A12 |X calgranulin 7 7 X U —I|ZJ& L. RAGE
(Receptor for advanced glycation end-products) ® VU &> KDO—-> & LTHI
HAIVTUN D, RAGE 1%, HEIRIF 72 IS K 0 RN D & 2 37 3L S 7 It b
{bPEY) (AGEs : advanced glycation end-products) z U H> R&$5~/LF U H
Y RZRFEERTHY , MIREEEIIEICTF ST 5 2 &N RE S LTV D, S100A12 13
ZDRAGE ZIr L CRIECHIR Y ETV v /i EEBRETHEEX LN TVEN
ZDEBERICTOWTITWE AR RN Z W, WL DO M T, B
R E O, BV ET VU v 7 RENRO AR EEREE LA EH O
HERHL =T, BERICK DY A M A VEADIH, ~ ) vy 7 AAZ 0T 0
77— BIEMEOIE 72 EOSEREHLIEN bR s S D78 E% < oABER R
WESNTVDLD, WTFNBIERDIEANCOWTIE—E LI AIFGE6n T



W B — 0 2 < ORRRMFFE A M S100A12 2 &8 & BhRAE bR 5
JE. HAWVIIRERTH% ® L OBEMLEZ WL TWnWbd, Lo, I S100A12

PRI MITT AZF OB B3I TINS100A12 2 & HDL-C J2EE O RHE Iz DU

BN

TOHREILIR,

EREOEZNS, ARFFETITLLT O 3 IOV TR Z1T 272,

(1) fEH ANIZIT I S100A12 AL & Mg mLE U REA (HDL-C) RS
& DORFEIZ DUV T DR

(2) HBIRGELERZICBIT DAL F U EHE DM S100A12 JRIE & MIEIEE.
FREE(LIE T T — 7 ORIEIC RIT T 52

(3) ¥URIZHIT D b S100A12 FRHIFEBLO MIENRE N KT T BT 2

ey



B NIZIUT S I ST00A12 2 A8 & (i HDL-C R HE % & O BIIEIZ DUV TORET
B B

{E HDL-C IfiEi CVD FIEDMNZ L= Y A7 K+ & L TA< b D05, RIE
PEFR BB CIIR HDL-C I 2 9~ 2 & 2> b RAEIC K 2 BhAREE(LFEIE L1 HDL-C K
TGS L ARt ER S TV D %, F3E I hsCRP &ifE & 4K HDL-C [fiLfE
& DB /R S, K HDL-C I & BREA TRV VA TG ME, A X ARY v 7 R
2—A, JBE#Z S8BT HE CRPIE & OBERN 2 S Tng 1T,

CRP[ZF & L TR CREA S D & Sdu, CRP OIREIFRHL~ © A S HhIREE (L FE
JEIZ BN T2 HE 2 205 CRP £ D b OV ZENIREEA L E (2 ELHERY 22 1%
7o 72\ bystander THDHAREMENRH B, 7o, BRI LRI KT T
# L [RFRIZ CRP S ELHE HDL JRIE AR F S5 2 & &R L7z gRiE 72 < ({R HDL-C
MIEIZBI L TH CRP I bystander TH D Z ENEEIND, I THEHLEZD
A3 S100A12 TdH 5, S100A12 1F 24 FEEELL OV 77 7 2 U —n 5 7 H K51 S100
ZoXy 77U —IZBL, IHICZEOFTEH SI00A8/A9/A12 B 72D
calgranulin 7 7 X U —D—2>T& %,S100A12 OFEELIT FEGHIM -0 75 Al
EBEHIIL 28 SRR 2 72800 TR S AL, IMIE S100A12 JEEE X HEZERD S100A12 A
vV —RNA EIRVIEFBI 2R L 2. & B S100A12 JREE & A iR
L OUH CRP & DORIZBRVIEMBI 2D TN D, £ OWFRIZE YD, Bix 7ol
BFHE~ T ADOEHEBEDPEIREICEEL 552 PR TS LB
D, RN A MmER, HERZ & oE B R X IREE (L R IE - R OR & e
ZRIZLTEY ® S100A12 1M @ Bl ERD B FEE SNRIEIC T HT 52 &N

Pr

MESND Y,



PLEDOEE G s AT S0 F SI00A12 & R FEE £ 72 &
ERGHAME, MVEIEE. B XL OZF 0o A LFHFEEE & O BEICOW TR L
7=,



H 28 Wt AR KO T ik

(1) %%

AR ~— NEPE CREEEZ W 2 920 U 7o R ARk T 165 44 & PRI, F kGt
W, Z2RERFER L, CT 12 X 2 BT/ WIBIENT mfgilE 21T > 72, LAF Z BRI EHE L
L7z, OFERHE (HbAlc=6.5%) ., QBRI S, @MMIMAEZ A, @R M 7%
B, @FoMmo =y e —/LARRORBSREEELS O E ISR ZZ 1T T
HilE, TOME, BFEMRAN 4T EDPZE L, A T7r—L Rartr Ml
CHENT 2 B4 T L 7=,

(2) FRFHIFS KO N/ NRBHE I i Fe il i

T A ME, by 7EOMIEE, National Health and Nutrition Examination
Survey IZHEWEAT L7, HREBIOMEEZEFHI L, Body Mass Index (BMI) (%
KE (kg) #HE (m) O 2F{TRLTRDL, KT/ WNgEmEL, >~
VAT A ZCTIZ &0 B OFFEIZAEWGEHI LTz,

(3) AALZ2AIHIE R L OV Enzyme-1linked immunosorbent assay (ELISA) %

MiEHEE (=avx7ue—n, MV ZUEITA R (T6) BLOBITLa—Rjg
FEIIESE L, HDL-C S| 3 AT =7 AETHIZE L, LDL-C 1% Friedewald DF
BRCTEH LIz, TRIURZ X7 (THR) 1 TEREECLY, VAT U b
BRUARZ 7 arA7a— (RLP-C) (XRLP-22 L A7 a—/ L [JIMRO) 11 %
HAWT, ~EZ7 bt Ale (HbAle) IXHPLCIEIZ XD . R CRP (hsCRP) 1
TA RR=U o THOWPEF v N & FAWTHIE L7, Enzyme-linked
immunosorbent assay (ELISA) ¥5% F\C, MLH S100A12 & (S100A12/EN-RAGE
kit, Circulex. Nagano, Japan). Monocyte Chemotactic Protein—-1 (MCP-1.
Human CCL2/MCP-1 Immunoassay, R&D. Minneapolis, USA) Z i L7-, It

A R REII RS E R EE CHIE L7z, homeostasis model



assessment—insulin resistance (HOMA-IR) |XLA FORXEHWEH L7- @ 2948
KfA AU B (pU/ml) X ZZERFIMAEME (mg/d1) —-405,

(4) BERHEMT ik

EHDAT D87 A — X OFFRITEE LAERERZE, EHSMA LR WIEEICIE
RS K OIS AEHGPH T2 L, 2 BERI 02513 t BE 2 W CRiat L, IR
MLRNT A —Z T log BHAL BN T2 Z L 2R L t BUEZTT -T2,
FTBNTA=FIIBT HECOMBIELSAS & L <UL JMP #EEFY 7 h 2 Huv,
Pearson ORI KX O BT 21T o 72, P AEIZ 0. 05 Rl & Heat#IC

AERE (XM & Lk,



COREN- I S

MHROMRAE R AR LICEKT, HIHE (48.258.3 5%, 28~64 %) % x5
ELEHZE VO ERND, KERBMEO 25 Th o7, FERFHAER X O
B2 /IR R B =S BNE o=, BLhlo gz Uiz, BTk
BMI, 72 RE, =R bk - by, NIRRIEE otk & i L CTHEIC
FETH o723, AN FRECR FABMERICEE Ui B LM EZ 2RO e d
ST, BYEFMEIZEHE U, SRR, TG/ A U YREE, HOMA-IR 23 &ifi,
HDL-C IXMEfEZ R L, AXARY v 7 v Ra—AOKRIOFHEZH LT, I
e E . HbAlc fl, # = L A7 m—/ L LDL-C, hsCRP JEIEEIZIT B LREIC %%
RO T,

P R A AZ IV TG S100A12 R EE 2 BLE T 2K+ A2 RET 272012, 74K
T & OHMBEGHT AT o7z, TOREITBMI, v X MRS I ONCT THIE L
2REN;/ NN mRE & AR BB AR D T2 BT AR mfE & 1XBIEE A 72 7
o7 (K1), MEHREICOWTIE, L A7 e —/L LDL-C, TG R & I+
B3 el 723, HDL-C IR L AR ADOMBIZE o7 (K2), F7-. hsCRP &
JE /R IEMB AR T3, MCP-1 &I TMBER e o7z (K3), HbAle, ZEHE
BRIMOBEE, o > A U SR HOMA-IR & o 2B REHEEE & i3 b BEE 4 38
Dotz (K4),

AAFFECTIL, HDL-CJREEII BMI, =R ME, A k- by, KTF/W
WRAERA R, TG JREE & A DB AW (K 5), & 5IC HDL-C R L FE e
e DOMEEZMF Lz & 2 A, HDL-C#REEIE, HbAle & ZZAERFMAE & (THHEI 43R
DRNHOD, ZEHEREA A Y YR HOMA-IR & E R AOMBEZFRD 7 (X
6) .

S100A12 %5 8 7= RAEIC B D~ — B — 23S HDL-C I FE L WnZe 2 B 0 2



B 5D DETT D 7212, hsCRP 38 L TN MCP-1 J2JE & O BRI % A 7= & Z 5 hsCRP
JEFE I X HDL-C 2 Y & AR BEBELR 2 58 60 72 03 \MCP-1 & [ X B 2 38D 72 v o 72 (IX]
o ZODOEXDITHIL-CIREITHE 2 2R K TR L 2T D720, HAHRE T TR
BN o T2 i A% (BMI, IUESIMmE, LDL-C, TG, S100A12, hsCRP)

& L TEERMNTIC THET 21T o 7o, ZARMNT Tid, HDL-C 2 & hsCRP AL
OFABNEER L, TG, BMI & & $ 12 S100A12 JRFE A B 72 A O HDL-C R

ORER-& L ORS e (F2),



HAt F %

PR 3 0D H I 3AR: HDL-C MU OO FEAE A Ak L, € Ofth, i TG MLAE ., s L
A A VIEE WS T AZRY v 7 v Ra— LAOMKER DK & 725
ZEFEMOEETH D P, AFFIZIV T, HDL-CJREEA BML, ¥ =X ME,
AN by 7 BCT/WIEIENEE. 16 RE LA ERADHE (X 5), %
JERFA 2 ) YL, HOMA-IR & AERAOHBEAZRO (¥6), ULEXkv Ak
WFIEDx 5T, MBI REG 2 J & Lo A X R v 7 v Ra— Lk g
FEIRAIRE A A L CWDEMTH D 2 & MR S 47z,

AWFFEORERIL, PIBAENHEINC K D MBI & 0 i ST00A12 JiEE AN
5 hRE LT, [AREDREEZ W ORI AHRE L TH Y, Ryder b *
(XM ST00A12 JiREE & BMI & O IEAHRES % | Yamaoka & *" [ZARAH LD S100A12 mRNA
LoUL & BMT 36 X OB RIS & OB %2, 2 ENn AW L Tnd, N
% T, I SI00A8/A9 JHE & DEHIZ ST 8, BMI 2 38 K O\WsIE AR e &7
EOBEOHENH Y, 2 TD S100/Calgranulin 7 7 I Y — DI H 5 1A
IZBWCEE &2 R~ AT HEME A R STV 5, S100A12 13 2 OB FRIE BB E CrifiE >,
HOMA-IR & IEAHBE * 72 K OFERIE & OB L 72 #EN H D b DD, ARWFFETIX
S100A12 (X HbAlc, ZEfERFIMAE, A > AU AfE, HOMA-IR & DBAGRMEZZRD 727
ST, TAUIARBFFEORIRA, FEREIRIE O N DA ST D 2 &gl
K+ 2EEBZB5,

ABFFETIX, S100A12 JREA hsCRP & IEAHRE 5 2 L 2 W72 L=, $ERIC
FBUNTHLH S100A12 JRJE & hsCRP R EEIZIEFABI L ) & b HERHIFGEIZ CRP &
IR TIN5 & S100A12 FEEAHINT 2 1, S 612, RIEMKRE (i) v~
F RN Sl P g . RIEPEIGEAE ) OBBIEEIME & S100A12 JREE

EAESRE T 5 & ) SRS DSFHR W TE D | S100A12 & CRP X RIEMRE B CEfE
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R0 BEWHERIZEET L Z EIFHLNTH D,

LDL 23 RAEHARIC = L AT v — v 2 a9 2 &E 2G4 2 O L I3 R,
HDL IR AR BRI SR L2 a L AT o — A 2 M5 3 x| Fi-~E i
THHEEZ R L TWD, SHIZ, HDL H3ED = b 2T a— L3 fTFEn & B &
LTS, mac#E L UTRAMTHEE S D, HDL 234H 9 2 O—1E D%
Baa L AT m— LRk R (reverse cholesterol transport, RCT) & FEON,
HDL 1% Z D RCT ZyE AL T2 2 &2 L 0 frEhiReEbAE ) 2 R4 5 2 & 3 <
OB T]E SN TW5DH, ITFE, RIEIZE D HDL MERiS L, a L AT r—)L
FlEREREPMET 572 & OMRRIR T 23k 72 U, BIIREE(LIIE O S % TRk
HZEDMBINTND P, RUFZETIE, & N OBWMFEIZ X U 1A S100A12
IREEDIER I L ORIE~— I — S B L, If{F S100A12 R EE2S HDL-C JREE & &
DB Z RTZ RN LT,
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FRE
HERMLIERF ICBIT D A X F 85O M S100A12 JEE & MIEIEE. Bk
EALME T T — 7 ORIEIT R IE T2

B Ao

EIRAE(L OHERIZ PEVIIET 5 2D ARIEZEIT . BIIRRE(LAE T — 7 DMikhE
THZ IRV MAePAZEZ R LRIET D Z L RFHAL TV D ¥, PHZEEML DR
WBOREE LT, v~/ 77—V EOREMBOBENPZED DL, ZDZ
ENVEANE U 72 BIREE L IIEIZ 1T D RIED T 52 KT 5,

BINREE( L D EEIRBF TR W TIXBIRE L ORAIEN BETH D03, FHE, B
JIREE D RAE 2 WG I . F I M N BERE AT T2 Z LA ARE & 7> TE T2,
Positron emission tomography /computed tomography (PET/CT)a#EiL, Mk
FESEORRER « RN, RAVER & OMEEBFHE, U v~ FEORIEMEERD
BN 72 SRS STV D, 7 R U BERSIER A ~ERET 5 =
&R L CENRBED RIEDN AL S D, BARRIZIZ, 7 RUBEFERTH
% "F~fluoro-2-deoxy-D-glucose (*FDG) % k L —H— & L CEYIRAIE GRAL~D
SEFERE 2 B3 D FDG-PET/CT M A I XBIRAKIE & & 0SB E & - T
flid2 *%, ZHET, b MHBROEIRELHZEIZINT PET/CT 77— 2 A
A= 7D FDG HRESE & BRPT L& kG U TG L 723 70 B | FDG 28 i SRR
T D EIREE LN Tl RIEDIFEENE N2 RSN Y & 5 ICSHEREL
HCh. FERBINR, R RBINR, R BRSO RKERBIAR 7R & TRV ERAL T D)
ARIAE T 23 E A HE & 72> T D ™ ¥ E B1T, FDG % Hv /= PET/CT % ffi -
T A BT DPFRIED R BRI RSN TWD, AFFa2RETLHZ LI
L0 BRI CENRSE & LT 5 2 & M BIIROD A7 O R E O RE & 4

12



HlT DL PRRENTEY, RAEZF L OEFMRPRIEEN RN ST
o,

M PN B RERE IS, B & MR ATE C ML A LA SRR OGS (Flow—mediated
vasodilation, FMD) ZFHHIT 2 Z Lic & 0 @ ERHMA AlRE & 72 o 72, _ERE@hfR
DJFl & Z OfEFRIC X DERMILAE ~DF 0 I £ 0 &N EHIRE ) & —ER(b
&% (N0) 23PEAE - B SN CIMEILIR A FF5 T 5. IEH M (X N0 FEAE D +4
ThoHN, MENZEEZAT 5 M XN FEANME T 5 72D B SRR G D
fEEINDOT, MENERERE &l TE 5, M PN HERERE = I B IREE
{LDYIIHRZ & S, FMD 23 CVD BIE T Hlo Y r 7/ — h~—Hh—& L TR
INDEITRSTETND Y, AFF UL, AN\ AR Rho 281132 2 &
TR LR F A REESE eNOS FHLZTUHE LT, WEDH O NO BEAZ NS W5
EZEZDLNTED Y FE AXFUERETRAD 28ET 52 LARE AT
%, YA, M S100A12 JEEEMA L h O CVD BIESC TR AR ST 2 &
PEREINDEIITRoTWNDEHEDOD ™ ¥ 22 F BT X% S100A12 JREE
~DFEE, S100A12 R EE & MIENRE M OBIRIE & DOBEIZ DWW TITRE ST
AYALAN

¥ 23E Tl FORIKIAIZEIC X 0 i S100A12 2L & i iEREE B L OME~ —
B = OMBZRTMANE LN Z LG, AT, HEBikT 2 —HRAE
IZ RV EE S NTEBREE LT 7 — 7 2 BT 2 BB 2RI, AZTF b
BROWIR (BRE) BEA T 2 BEANARBR LTV, AYF &L
AMEAEE., 1M S100A12 38 LUV CRP JREE, PET/CT 7T —27 A A=Y 712 X
DR S DBIIRRIESE D K 5 7528 % KT+ h £72FMD FHEDH/3T A —
Z OB ED X S REEN A SN MO N TRE LTz, ZhET, A¥F
> G R CEBIIROBIRKIE 2 F ST AT E3 b 2 b oo, HEhfRE

13



K OGHR - REARREDAR & LR O EHARIAE 2~ 7ol 72 A8 N AR RE R A
Z[FRFICAT 9 2 & TSGR L7 iy Tk TIZIER <L Hile e s
5D HTE & FIWT L ThEqT L7,

14



2 F BFIR TR KON ik

(1) *&EBLOHET A

FHENR™ = — A CEVREE(LME 7 — 7 Z[FE S 4L, 2> LDL-C 23 120 mg/d1
VLB 180 mg/dl Rl 32 il 2 WiFext G & Uiz, BBIIRT 7 —27 DEFRE LT,
PSR B A R 28 RIS 1. 4mm DL i NEIC 22 H L 70R &S & Le, BRobE
HeL U<, OEMEE, mMERREDEEORENRE, @ b Y —HFZA
AF b LIF7 4 77— ERALTWSEE, OEFEMEEIIIREER, 5
WM SRR @R 6 - AUINIC, AEEEIIRER, Maad, R
HBNRFERAN . REEARTINZ 2 72838, @2 hr— L REOFERFBE
(HbAIC > 8.5%), ®= > b —/ /L RROmMLEEE, OF DMMTIES NN %4
ThWEHrEnZb e Lz, K8ITRTERY, {dRET MANRREF
10mg/ A G4 DL LRWRRIZE/ESICRI D AT 72, WTHOREIZEW TS,
BOFT 2 REIE T B FRE LIRS L7z, 12 HOMEHIF ORIt T, PET/CT
\Z X 2 ERAAE DFM, FMD (2 K 2 M8 N B A RERTAM ., ZZERFR I A 1T 72, 2
DRI & A —TF 2 T ~OVEIEBE O 11T ABFFRIC DN Tk, B E R R 2K
MEEE S OARNE LN K& 5 570), Clinical Trials. gov (2B Rk A
(&% ID: NCT00920101) TH 5,

(2) HERE L OKENR *FDG-PET/CT 7T — 27 A A= F

4 BERLL Eoff Rt KT 1kg 3720 3.7 Mbq @ "FDG ZFFARIES L. 2 B
%12 Siemens #1844 PET/CT A % + J— (Biograph LSO Emotion) 2 ¥ &5 @ PET
A A=V T E{Tolz, RIRFICEED D EERO CT 24 Lz, T OMAHE
B COHEBAR, KB, EHRBINRICIS VT, FDG OHEFEEAL~ LemX Lem RO
BB AR E L, B TRl S DR d iV FDG ORFEE 2 JIE L T2 DOff

% Standardized Uptake Value (SUV) & L TCHRL. BIREIEOTEEMIEE L L

15



7o XFBROEN AT 25 STV PET/CT B OHIFEE 2 412k v, HIE
BTN Tz, B S SV % FHEAEIRIC TR R FRALS L TR L,

(3) FMD IZ X 2 I & PN R B RE AT

FMD 1% EuBhIREE 2 8 S I MR KV EST 5 Z LIS L0 Tl —EDE
HENR R . AKERFE LG O~ > > = v R AR & IUEE 2L BN
THZLICKY 5RO ATV, AR LIZOE, 30 225 100 120 L
BEEIIREE 2 eI FOEk L7, AR O MR O ORKRILRE (%) %
FMD (%) & L7z, 15650, RIMJEDARNWZ L 2R L=+ Ut 300ug
DOFE TEGZATV, b oy EREBIRE & @i Zitek L, = ke 7 U Y %
PEN B IR AE PRI A PEHE RS (WD : Nitroglycerin-mediated dilatation) %
WE LIz, = b7 U)ok HIIZE ool L,

(4) AALZHIEIE S L OV Enzyme-1linked immunosorbent assay (ELISA) %

MiENEE. RLP-C, Z/b=— X HbAle, @E&E CRP, S100A12, MCP-1 JREEIZ
FowmLFEUHETIToTZ, ~r YT /LT b REAf LDL (MDA-LDL) % Kotani
5P DH A RWTHRIE L7z, ELISA{E%Z VT, I SI00A8/A9 i

(S100A8/MRPS ELISA kit, S100A9/MRP14 ELISA kit, Circulex, Nagano, Japan) .
Tumor Necrosis Factor—a (TNF-« , Human TNF- . Immunoassa, R&D, Minneapolis,
USA). Petraxin 3 (Human Pentraxin 3/TSG-14 ELISA System, Tokyo. Japan)
ZWE Lz,

(5) Mg D5k

EHGAHT D37 A — 2 OFERIT L HIERERZE, ER A LRWGEI12ix
SRR K OWU AL #EEH ©F L, 2 BERI O 2513 t EZ VTR L7, 1IERLSY
i L7 T A —H 1T log B EMDAT 2 Z & 2R L t REETT- T,
F BT A=ZITBIT DO SAS & U< 1T JMP#EEFY 7 b &2 v,

16



Pearson OAHBAHTIS K NS EffMT 24T > 72, P AEIZ 0. 05 A &2 #EEHFA9Z

B (FT3MEE) & L,
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o RER

(1) 7 PAREF o FEIZ X D MiEA T HRE, RIE~—T— MENK
BERE~ DR 2

R—=A T A OERIFFIZOVWTE 3 1R T, 145 PET/CT Mgz L v M
PERES (BHEEE) DSEebiv, FRSINZRY nT-7-, el 4 e Lz
DIXT MV ARAZFRE16 44, BFFIERE Gl BE 164 &l o7, MR,
s, AOHE. MIEIEEME. OFHEANCmBEM O EZRBD RN T, ST 12 18
BRI OMBEORERA LR AITRT, 7 MARRYFUEERH TR L AT 71—
JV/LDL-C IRENZINEN 27/43% L EMITIR T Lz, £72, TGIRED 23% LA
BT L7223, HDL-C ¥BEE 1T 6% & BB 238D 5 b O DM A E
RO T, EBIT T MNRAZF U FEFIZL Y LDLO 7 R B/C-11/C-111/E,
~ B YT AT e NMEM LDL, RLP-CIRENAEITIRT Lz, SFEFRIER T
TR B RO T NI T, Hodle XTI L= LISMC A B R B b 258 e
-7,

Ifi 7% hsCRP JEEEMEIX T ML ARA X F U BECHERE T 2580, BER ™ Ot #
ZXFT Db DO TH o7z, MK S100A12 JREE I, hsCRP & [FIERIZT RS Z 5
VEECHE R 5RO T — 77, S100A8/A9 JRIEIZIIEA LN 72D o 7o, MLORIE
P4y (TNF-o . MCP-1, Pentraxin 3) ZIFZALZFRD M- T2,

MAENEERRICE L T, BEREBD T MANRRZF U EIZLYD D 23F
Bl L -,

(2) FDG-PET/CT Z W=7 RV R A Z F o 5.1T K D EIIRANE ~ D 528

T MRS TF B GRECEIREEAL AL~ FDG R T, T b bERE
JEBR O —F 2 ~d (K9), 72, 512 "FDG /I L 2 BIRIIEIC MFET T
RN Z L F L G OFBIZOWTRT, BRIRIERE T, HBIIR/ KEAR~D
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BFDG DEFEIZELZ RO /2o T2, T MV ANAEZ F o R GRECIISER, 19
HREAR, M RENRO 2T ORI T "FD6 EFEDIR FARD, AFF I
PURIESN R D3R S iz,

(3) AZF U HIC X DEIRKIEEH & BHE S 2 K 72OV T oM — Bk

DR RTEIC £ 5 7258

AL T AT X DEARIIE OGS, LD X D 2RIKT L BET D A Rt
T2 DICHABENHT 21T o 7=, MIEIRE & OBSETIX, HBIRD “FOG £EFED
& & LDL-C DR M AERIEFBEZE® 5 (X 10) —J5 ., IEEBRENK TIX "FDG
EMOIEKT & HDL-C EFICA BRI 2RO (K 11), P RIE~—h—&
DBEHEIZ DV T, FEBREINR OB AR AE S LM+ hsCRP i EE OAR T & B4
HHD0D (K12), WTIOENREALIZ IS T S IMiE S100A12 D2 b & 13RS
LT ehotz (KM13), £ZTT MUARAXF UL DB L= 3T &
— & &% (LDL-C, TG, MDA-LDL, S100A12, hsCRP, FMD) & L CTHEM L7=
SRBMNT 2AT -T2 & T A, ML S100A12 2 DX F 3 MDA-LDL/hsCRP Ji=J% 0
(KT, FMD DN & & BT, JERENRIZIS IS 5 “FDG LRI T L BE L Tk Y
(F£6), AFTF N E D S100A12 OARTF 73 g REIR O RAE 2 8 < 2 "I RE
P oRIe L7z,
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HA B
(1) 7 MAARRZFUREICE 2 MRAETRE, RIE~Y—T—, MENK
HERE~ D A

A B F VL HMG-CoA SR ILE R EERIC L o T = L 27 1 — VA SR
ZNH U, LDL SR EL 4 7D T LDL Dl ~DE Y IAH LT 5 =
WK LDLCIREAIRTSE D, ABEICBWTIE, 7 MARRZF RS
TLDL-C X 43% & EFMRIR T 2RO, ZHITHFENT R B OFERIKT, B
fifi LDL Td % MDA-LDL DA ERIER T 25872, Z D Z &1E7 7R B 3 LDL DRk
KN T D Z & MDA-LDL 7% LDL & [AlARIZ LDL Z2 54K 2 At LTI B 0 3A £
N5 EEXFFY S, 7ARCII/TARCII/TAREIZVLDL, LAF > hYRE
A7 8D T6 OBERY RNEAICEAFELRLP 2 L AT 1 —/L T6 DEE R
UAREAFDOa L AT — ) WRETHD, 74 C-11/T7 A C-111/7KE, RLP =
VAT r—)LOIE T, 72MiE T6 OFZRETIL, T6 OB ER U RZ /373
ALF ATV T LIEZZ EE2RLTVNDS, ZRHDYRZ L7 4 LDL ZR
EOAOHYIAEFNRBI SND Z ENLRNTREINTED * TN EXFHFT 5%
Lipote, AZTF AT KD HDL-CIREHMNZIRIZ OV TR, FlicBiT 5=
AT =)V T UAR—=Z—=ToHDHATPFHEEIEY N T U AR—F—Al DFE
REaEbDLZEENL, HIRCBT 2L HEREETDLIZLICEVAELD EE
D P RAFFETILT bR AZ F N LD HDL-CHEIMIA LTl o7
N A ZRRINEDERNTH D REMENRH S,

7 RIVARZAEF BB X A ML h hsCRP JEEE DA E /MK T id, BEH & —8d
DRER T o7z P, 5 2 B CREF RAIZIBWTILH SI00A12 JRE & CRP RN IE
FAREZ R L, & DHICA X F U503 CRP JE L L [RIARIC I ST00A12 2 % 47
(IR S 72, Mahajan & °' IZHLERHINORE THP-1 IS RIAE & > /37 Z2IIN4 %
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& ST00A12 FEHLHEIM L, 7 MR AXF U2z % & OB ME X b
e ARWAE LR ZOMBIERRICK T DEGEIIAMIEO  MIBIT O R F T
YOMPEXFFTHLOTH D, EORERERND, AR TIE, B MIBNT
IO TAZF 45030 S100A12 JREZAAR T SH 5 2 L AVRS 4, S100A12 23
AL T DFRIER R L FEAREAAERICB 53 5501 Th 5 rlRetEAVRE &
Nz, ZTOMFIZOVWTIIABROBRMBLETH D,

AL T DRREK T &2 S22 WHIBINREELEAH & LT, eNOS TEHEARIZ K 5 if
BNBERESEEN * b 5, 2 < OBLRIB KO m 282 % F & AV T2 LI
DFkx OREFE L RIBEIS, 7 AR AZ F UG53 FND 24 3 IC8n S w7,
(2) SFDG-PET/CT % FHW\T=7 MR R X F LU 51T L A BRI SE ~ D 5
IS 2, AZRY v Ra—Ah %7 P RJREEIZBW T, PET/CT 1T &
D EARKIEDFE S D, AP TIL, PET/CTIC K 2BIIRKIEAL AT D %15 %
T Y =T 5, RPEHEL LTHBIRT 7 — 2267252 LA LT,
ZORER TRTOMBRITIB W THBR, SIEEREARDO V23T "FDG HHE
ARDI-, 12 E VI EIBOT MANRZREF R EIZLD . T_NTOEAD
PFDG R & T ST, FAED - M RENIR D *FDG SEFEIE I BE R 2 SCFF - 2 &b
RTholeN Y AFTF UK DIEMRBARDOHTIIEZ R IL, S EIOMFFEIC LY
WD TR T,

(3) AZF UG X DBINRRIER & BIH S5 K712 DU T O — B

NRD AR PRI RTEIC & 2 7225

Fex IR ILEA A — 7 (MRT) (& X 28RE(L 7T — 7 2 3Fff L T,
RIS JIE T A DR TFOFEE, HDLWVIIAZF DT T — 738
FEVEHNC, BAROMESIFRREDOENNSH D 2 & 2 WA L&z ™ 7 A
HTH, AFTFUREICIVET Dikx 2R DENRRIE DR & & & 95
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WZBES DM OV TG Lo, BRRNZ &2, 7 MAARRZF U HIT X
2 BIIRIERRI L, BEARICIS VO CTIX LDL-C, JEBRENRIZ I Tid hsCRP, fiE
FRENARIZ I TIE HDL-C DAL & BAES 5 & & AN HARBI D ITIZ LV R S,
AL F AN KD ERRIE DEEIROBE A ITEIREBALIC L0 Ao D Z &R SN
72

HABI T TlI, A FF T L DM S100A12 JREEDRT & BRI SE BRI &
DOBEZ T D 723> 7o 3, hsCRP R & OGN RE S D T2 O L4 &t &
1T T4 5, BLFABZHT T hsCRP & SFDG SEA5 A & 72 B 2 580 7= il K Eh ik
(23T, S100A12 JREE DK T b BIIRKSEBIR O A B ARdAK +Th 5 Z &35
o Tz, Z OfENTTIE MDA-LDL 3 X OV hsCRP O T, FMD DA & A 7 72 #i B K]
T LTHEADZ LD, BEREIARIZE VO TILA ¥ T 2 DENRIE & i 4
W TR 2 22N 0MEMEICF 55 Z L VRBEND, BEBES D T ¢ CRE
- KB AROBIREE(LIX, 1 LDL-C JREE 72 E ol 72 VD U 27 7
7 72— LT, EEIROEAREO LV BN TR TH Y | HEZER
FEEEO PRI T & LTHHEHEHE P Sh T, i KBIRICB VD TO A4
BINRRIE DS & L RIE S o /37 PR N 3BT 5 & 5 BRO R 1Y
JRTEIZ LD ERIZHOWTIE, —IICE b T B LD FROCEIIREE LA FIE
LT E WS FHENS | R OBIRBEIBALIC & W FIRIEZRD B b
TWAREME B B A DN D, Rk &0 i SI00A12 LS CVD FEAE T D
NAF~—T1—L LTHEHATHLZ & B2z, W OO FEEHZE S
S100A12 2N EhAIRAEAL/ SAE B30 2 Akl Z2 #h A L T D, Hofmann Bowman & 3
M IR AR SR B b S100A12 B~ w7 X Tid, B4R L i L, KEK
A RRICIET 2 Z L AWE L, Jiang b ®lXE MIIBWTHLH S100A12 &iE
L REIRAREERIE & OBIEIC OV TRINE L TWD, 2 b OHE &AM
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FTRNESNIZAZF A K D BRFAERHIZ SI00A12 5B 595706 LiL
IRNEW D FNFIIF AT D, S100A12 Dy FAEREIIRTZEIH BT %D S
DROBFNILVALNE 72D Z eSS,

ARWFFEIEA Z F 3 0IE SI00A12 IREAIER T IELZ L 20 TURLIZ, £
SV E N EWREHIF TH o Th | A F UITBIARKIEZ BT 5 2 &\
ZOERIZIT 2 PRIENRITAE 2 2R RG-S 5 2 EARBE T, RIS
S100A12 IZEWARAKSE & B BIE L, A X F 2 OHUBREE(L O — i & 45 5 AlREME
R ST, AT e DT R B RR RFABR Tl BEAE 7228 H A7 HDL-C
RERIMER N HE STV DORARFETITRO bviehole, Eio, AR
TIE, S100A12 #i#JE & HDL-C JRAE & DBIEME RO R o Tz, KR & LT, #1458
RIREBEN 3N L DR oTcZNFET oD, £, AFTFUREICL 28R
RAER & B9 D BIIR O MEH]FHYRTEIC & 2 22 R IOV T, BigE (RZF
V) WA EWZ EREE LR L H Y . AIRDOY I T —va vk
BEZbhb,
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54
~ U A2 D b S100A12 FREIFEH O MIFNEE I M IF B BT L Mt
B B

AR O X 912 CRP £ D b O IXENIRMEALFEIE IZ EARRY 2 5 F 2 Rz S 7w
bystander T % FIREMEDN & 5 & DD I CRP @&ifii & CVD FEAEH M, (X HDL-C
RENBEEL TWA 7, 5 2ETIE, b NOREMHIZEIZ LY M S100A12 JEFEEIT
hsCRP JRFE &I IEDAERI %4, HDL-C IREE L IZA DML R+ Z L2 R Lz, B

(W2 S100A12 JREEEfE & CVD FEAEHEINASBEE 5 Z & 3N E STV 5 25,
S100A12 @ififi & 4K HDL-C MJEDS BT~ 5 & W 5 A I IR SRR WD T TH D, F
7o AR BE AT C HDL-C IR EE I A & iR < FHBE T~ 2 IR T6 IREE CTh o 72, %
OFFE LTI, VAT VLT AT UEREEAICEIDTC Y v F URZ Y
?D TG & HDL D = L 2T U )b 27 )L OAR A AZHSOG AMEHE L C HDL-C i EEAME
TTaZeRE2LND, & ZANZOHEMT SI00A12 JREEIX TG JR A & oo B
DI HDL-CIREDH EAFRADHEEZ R L, & LIZEEL BT THoK
F & IFMNE L7z HDL-C IREDOBHRFTh 72, Z D &% S100A12 7% HDL X
B OB EZA L TWHAlRRMEZ "R LTz, S 612, 8 3 BT S100A12 1%
HBRELIEZ A9 5 & MRV TAZ F I L 2 BIRKIE OBIIZB 595
FIREME & R S 4T,

Z DX HIZ S100A12 [FRAEIZEI G- L HDL ARHHT A 5 2 5 lREtER R S 1
2l Enb, AETIEEMIERICLY E6RIMEFEIToT2, vV AT
S100A12 DIFEEMNR KB L TV D 7= T OWERFEI~ 7 213 S100A12 DOFERE
WRTLH2OITHYRET LV THDH, £ TRIFETIE, ~VRIZTT /U 4L

AR Z—Z e b S100A12 Zi@FIJEHL S, HDL 23 Ced & LI AR E ~
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5528 WA, MBS ORI T ik

(1) B b (h) SI00A12 3BT A I ROIERL

B EE B R A 714 2 DNA 2B 22 22 B2 O 7K 245 C UKFEE 77 2011-14) |
Bt E R R FAHL 748 2. DNA 2B 228 B AN eV, EER 21T > 72, hS100A12
FEIAR Y L — 8N U= KB 2 1A L (MGC Human S100A12 Sequence-Verified
cDNA) | LB 554 2 AN T O KIGE 2 552 L .QIAprep Spin MINIprep kit (Qiagen)
ZAWTT T ZI RDNA Zfifiti L7z, #iH L7279 A X RDNA 882, &7
2R3 & 9 72 hS100A12 K172 75 A ~—% > PCR 5O hts (KOD-Plus-Ver. 2.
TOYOBO) #4T-7-, 1557k DNA pE#) % pENTR/D-TOPO 77 0 —=> 7
kit (Invitrogen) & FV C, pENTR/D-TOPO (ZH 7/ u—=7 L=, fFobhi-=
YR =7 m—= Il oNTHEA LT R = AR EITV, AT O AR
HIASNCBI, Gene Bank 754572 hS100A12 mRNA (Accession number: NM_005621)
DORELH] & el U, PCR SSD I A~ FR72NWT & 28 LT, 1ZASEMIICE
\F BHEBIR T X —_ peDNA3. 2 V5-DEST & pENTR =2 h U — 27 1 —> & C LR i
EITWERBAN Y X —% 57 "SGR T2 a il TH 75 A3 Ry
4 —(% Endofree Maxiprep & v b (Qiagen) Z F\CFHL L 7=,

(2) hS100A12 SR THAAHZ T T /7 4 /L A D

hS100A12 FELT T/ 0 4 VAR Z—DO/ERLT, Invitrogen £:0 ViraPower
Adenoviral Expression System #HWNT{T-o7=, hSI100A12 = h Y —7 m—
EL YA RATa T 4 LACW) T —4—%FbH, B NTT /U 4L AEL
BInF % KI<T D pAd/CMV/V5-DEST  (Invitrogen) & C LR ##a z St & 1T > 7=
PEM) & HEK293 MBI T v AT =2/ ardhZ T are) v hElL KA
TT )74 VA (Ad-hS100A12) %%/, 2> he—n L CTHEHALIEA Y T =

7 —%¥ (Luciferase, Luc) ZFETIHT7T /U 4 )L AT X —(Ad-Luc) 1T K[EH
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[ N AT AMFFEAT Santanmarina—Fo jo 10> HiEE S iz, Fast-Trap 7 A /LA
FER - fEx >~ b (Millipore) % F\C HEK293 MR X OV OIERER 5 ¥
A IV ARLFZ i - R L7z, —fA AN T Y 4 V2T ORE ZATV, 52D
ZERFEE T—80°CIZIRIE L T2,

(3) =T AIZBITDE b S100A12 J8 I3 HL OO LT IR B~ D 58

i E B R A ERE M ML B2 DR A5 T (KRE 5 09058, 12042)
BAAEIEFLR PR EBREMW L AN R 21T 5 72, 6~T Il lin O -EM: C57BL/6] ~
VA HARZ LT (HOR) KOBAL. BERICH W, 7~8 B O e
C57BL/6J ~ 7 A 17 JB% 2 BEIZ431F .9 PEIT Ad-Luc 8. 0 X 10° plaque forming unit
(PFU), 8 PL(Z Ad-hS100A12 8.0X10° PFU Z BRI HHFE L, 7 4 L AHEH 4
H. 7 B 4 BHLL EOMEB I 2 B\ CERIMLZ TV, BRI mEIRE &
OUSI00A12 EEARIE Lz, Il AT e — LB I OT6IEa L AT a— L E-
TANIa—BIRMNI 7V tET4 RE-Ua— (Fghisk, KBK) . HDL-C #JE
IRV =F L7 U a— W iiBE ™ 0 U UIRE (PL) 13V U IRE -V = — (fn
JEREE, KBR) 2T, B b S100A12 #EEEIXH 2 3 & W U7 CHllE L,
BHE8~9 L DG miEZ 7 —/v L, HEERiKA7 v~ 27 F 7 ¢ — (FPLC)
ERWTU R T GEOGEEZITV, SEHPOa L AT r— LB LN
JEEREAZ LR &0 HIE LT,
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COREN- I S

AR L0 <~ A TIXSI00A12 FHEAAKIE L TV D 728 S100A12 FRH]
FBUC DR ARFT 5O LIcBET LV TH D, A THN T T
J U A NVANR Z—(Ft NEBEEEBOFRELE FEAIER SN LI
MR Y 1 — 2 — 2 072 < THREIR 2T 512 K 0 13T 100%12
VTPl A BL 2 5589 5, S100A12 (X5 H v 37 Th D12, fHETo
WRFEBLC L > TP S1I00A12 JEEZ IS S Z ENARETH D L & 2T,
FER M 14 1R L 9IS WERTRTERSLLT Toh - 72 S100A12 JREED,
Ad-hS100A12 AR G- 7 HH Tt FERFLLETHINT D Z & 2R L
7o ZOL AT SI00A12 mRNA LU (35t IR 0D 800 f558 & #EN L. Ol
TIXZED 2Dy 7o, IfH S100A12 23 B 2MTIZHINT 52857 H BIZB W T
WAL A7 — LB IOHL-CIREMET L7 (K 16), S 5T, 74 L AEE
% 7 HEOME% FPLC THOBELT- U R X7 pEiD 2 L 27 1 — b PLEE
ERIEL7=E 2 A, xR E R LT S100A12 BIHIZL Y HDL o2 L A7 1

b—/]/\ PL ?’%E@{&‘F%Wbbf\_ ( 16)0

28



HAt F %

55 2 TR AR HAFJE TR 5, 2 1TRT L D12, HDL-C IR bR <
FHBE9~ 2 ORI+ TG #EEETH - 7223, S100A12 JEEEIE TG 2 & BEsE /2 < HDL-C
REOHREAERAOHBEEZRL, I OICEEEMIT CTHMORE T & I3 L
7= IDL-C I EDFIAN - ThH -7, D Z 1%, S100A12 3 HDL-C 2 FE % Hil4H -4
HAHEMEZ R L, T OHERIET 572012, v AIZBWTT T/ U 4L
ARG B —DREERRE 512 L D S100A12 & 2237 Z ik 63 S8 5 EBR AT 72
ST, FRHIFEBUC X - T S100A12 MHIRE A & b & RS L~ c#iins w7
fEde, HDL-C (PL) JREEME T L7z, - T, H2ETOE MExtg L LI
FERMD, ~ U X% W RAERE 5y - S100A12 OFEHIFEHLAR TH HDL KT & v
I THER STz, ~ 7 AIZEIT D S100A12 FRHIFEHL & M ifRE & o BE
WTOFIFIE, ME— Hofmann Bowman 573 i LT\ 5, S100A12 h T A
2=y 7w RACBWTEREICZ b 2RO R 2Tc & LTNDHH DD, 3
BUERAL N M IR AR SR TH 5 Z &0 ML SI00A12 JREAVR STV T
EMB. ZOMWME DRI S MIFIFE~DBIZ OV TimT 2 Z LIdTE R
WeEBbh g,

AW FROEERICIBIT HRA L LT, FAEBRET LVEZHANTND Z &
N HND, ARO LBV | SI00A12 [T EEHMia»HEASND Z &L M
H ST100A12 S I3 oRY I A M ER S & BWIEFIBI 2RO D Z L b, v T A
VT S100A12 OEREZR RLD7-0I21F, B b rE—2—lC X vffilEshs
S100A12 F T v AP —r M A LBRIFEEE T L2155 ), KL S100A12 & > /%
7 e U ANTRREIRIE S5T 2 ONEBENTH D, L L, AT, LS
NIZFETHLTT ) T4 NVAZ L DHB 2l RT, fidosBy, 77 /v
A IV ARRER R G- TUXEE 100%37 < S CHRBLT 5720, HDL KL% 1L Lo
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U iR 2 X7 Rt o b HlERs T & 2 ITHEIZ S100A12 Z 58I B4 2 Z &I,
AEERI R A bl % TR R A 1S D ATREME Y B D, T7Rdo B ARSK S100A12 1,
Gy E o8y b UTCIaa s B AR E ORMIBICVER T A1 703, AR
IR TIIANRME ORI 2 /37 RN O IR E N B D 5 5 IS EBEY
HIDHLNIHIEETHD, Ll MH SI00A12 DFEEREME S 726 LT
T U4 VAL K DR RIFEBIL, £ O Vo BREABR L TH, S100A12 D
NEERENCRIETHEL B DD DORERY =L THY, ZNETARATH-
I ZOEBRICB W T —EOHMAE L6 LIcbDEEZ D,

PLEX D AW TIEL, B MZIBWTHLH S100A12 R EE & fR & OBIfR % v
2L, B FBIO~ T AT T S100A12 (Eif HF HDL-C 8 % & HI189- 2 Al gerk
PRI SNTZ, ZHDDFEHREFICOVWTIISBOBRFNEET L LD L EX
Do
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B2 BT, fEE RSB TIL T ST00A12 5 A3 hsCRP J 5 & TEOFERY,
HDL-C ¥ & A OMB 2| JEw OFEAR ., R IEIENIEAE & IEOMBE 2R 2 &
Z R L7z,

H3E T, JREETEAZF oG53 Fo M SI00A12 JREAXT &
% 2 & S100A12 I8 A 2 F 4 BT X 2 BIRKIEEUAT S DIE TG 5 Z
& Z D S100A12 DR FUTITENROFFHIFRIRIEIZ LD ZDHDH Z LITONT
AT,

B4 ETIE, B2 BOME BRI TIMLAH ST100A12 2 &fi & HDL-C 2
IRAE OB EMEZ . ~ 7 2 TOE b+ S100A12 FRHIFEHC & 0 firf HDL 2 2K T
T 5 &) H R CHERR T, S100A12 7S [E #2417 HDL—C 2 5 2 &2 il 2 Al BE
MEAURIB S T,

AL FATEE UTREK FERZ N LDMEREELBD SEDL LEZH
NTWDHR, IFEUSOERE L TR BIER ShDOBRHRIEFENTH 5, 1
FCRPIREIZ Z DA X F U OHIRIEEH O~ —T1— & L THWHN T E 7228,
CRP Z ? & D S EYHREELFE BGR R I ZFEMAOIC B 5 & L7zl 97 0 ¢, Bk
TEALIER ORI E L TOERIIKDONOOHLOMBIKRTH D, £z, MH
HDL-C JREEDSRIEIC L VAR T L, B2 6 < RIEIZ K D BfIRAE(CEE R D —hi 2 %
{E HDL MEAM IR STV D T IR L VS Tunvz, LasL, Z»2E%R
JEAS IDL-CIREZAR T &5 Z LIFH N TR o7z, AFFROERTEVA
(X, S100A12 (X CRP & H72 Y | ERAE/LIZAGEFE 36 K OME HDL IAE DFEAE |2 [H.H2
B REMEZR LT 2AIZH D,

UL URTEFR SN MDA ET 5, 1) BB LEBGERE TS K UMK HDL 1
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JEIZE1T 5 S100A12 OYERIE RAGE 240327y, 2) BhAREE(LIEG A - JAEMER
el fEx ORBIZBW T, fiH ST00A12 2L & HDL-C 33 K OV CRP R
BN % 7>, 3) S100A12 A3 EBRAYICIEBL T 5 E 7 /LT T S100A12 FHL (&
HONIEOER) ZIHIT 5 2 &1k 0, RIEF X O H HDL-C i B 1348k
L, ETHDH, TbORMICEZNE Z b, Bz R X
OME HDL-C I V235 1T 2 IRIFIER & LT S100A12 DFEREN LR D EE 25
nNs,

AMFFE TR S TR, DB R EIIE Y X7 M@ EE ORI S100A12
AW, I~ =T — LR VG REMEZfER L, & HIZIL S100A12 &2 % —
7y b & LT REE L IHNG R ORI IEZ S b O TH Y | 4%, 20
TR O TEREN T ETHHFIND,

H R

ABFFEDZAT, i X DOVERL, BT OBFFEFREICER L, #ah ZT2IRG Y £ L7z,
P ER RN R 2Rt s Ade A, IFEREEEAT  fefka N ek, K
EESLAEAMZEET O ZerT  IREAHEFY  #d% Dr. Alan T. Remaley
(CRE A CRGHEFLR L BT £
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722 HDL-C & A9 % [K -2 28 s fghT

A p fE
Log TG <0. 0001
BMI 0. 0057
S100A12 0. 0414
LDL-C 0. 0787
ISt H o= 0. 3660
Log hsCRP 0. 9883
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44 8 i 12
T RN EF R A R

A 4

£ - ERRE

FDG-PET/CT 418 8 i 1238
BRAL{LA o[ & EDHEOTERE

A=

wesgt s | [ w% 25 BRI G |

B BR[| AR AL FRlL. - BRIR -

B o RS

FDG-PET/CT

BIRAE(L A A
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X8 T R ANZAEF U NEIIRRIES L OS100A12%5 RIE~ — B —IZ I E 5 28
—HWFFET A MR
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3 T MR REZF UNENRKIER L OS100A125 RIGE~ — H — 2 R IE 288
—X RO RGIRI 5

RERIERE T RN EF B
(n=15) (n=16)

PRI, ik 12 12
R, % 60.1 = 14.8 62.9 *+ 8.3
BMI, kg/m? 23.4 + 2.4 23.4 + 2.3
WA n 3 3
PEPRIA, n 4 4
mE, n 7 5
HENRER, n 1 1
A ZE, n 0 2
PASEPEBIIREE(LIE, n 1 0
TC, mg/dl 239 + 34.7 226 + 32.6
LDL-C, mg/dl 147 *+ 28.5 132 + 32.0
TG, mg/dl 121 [104, 192] 117 [89, 147]
HDL-C, mg/dl 55.7 = 16.9 58.8 + 12.2
WKk, n

R K 7 5

EANIINAN S 4 4

B R 93 38 2 2

&EE: BMI, body mass index; TC, total cholesterol,
LDL-C, low—density lipoprotein cholesterol; TG, triglycerides;
HDL-C, high—density lipoprotein cholesterol.

FET, AR RAE (72720, TGIE, ol & Mo fratp) & LT L,
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F4 BERERE, 7 MR REF UREITEBIT AS100A1 255 & FRFERE A~ K 1T 9 528

HDL-C, high-density lipoprotein cholesterol; apo,
LAy MEVREHa L AT 2 —/)1; MDA-LDL, malondialdehyde—modified
DL, a7 /L5 b REAFLDL ; HbAle, hemoglobin Alc ; hsCRP, high sensitive C-reactive
protein ; TNF, tumor necrosis factor ; MCP-1, monocyte chemotactic protein—1; FMD, flow-
mediated dilatation ; NMD, nitroglycerin—mediated dilatation.

FAEIE, PR ERERE (7272 L, TG, hsCRPIX, H4ufE & DU r#ape) & LTk L,

particle—cholesterol,

48

apolipoprotein ; RLP-C, remnant-1like

RFPRIERE T RN ALTF R
B A 1237 pfiE BR A IE 1238 % pfE
{KH, kg 63.9+7.0 63.5+7.9 0.4 61.5+6.9 61.7+6.4 0.4
I AEHAM)E, mmHg 134+ 14 132+19 0.7 132+19 125+ 17 0.2
PEREHAM)E, mmHg 78.1+£12.7 75.1%7.6 0.2 78.3+14.9  70.7%+13.5 0.1
KA TFRAEE
TC, mg/dl 229 + 35 217 +34 0.1 222 442 161 +25 <0. 001
LDL-C, mg/dl 132 =44 13330 0.9 137 +42 78.6+21.2 <0.001
TG, mg/dl 106 [81, 147] 95 [74, 118] 0.1 117 [80, 177] 95 [74, 118] 0.030
HDL-C, mg/dl 59.6+21.3  60.5+20.9 0.6 57.6+18.5  61.24+20.1 0.1
apoA-1, mg/dl 140 + 37 136 += 37 0.4 138 +29 145 +28 0.3
apoA-11, mg/dl 28.5 4.7 27.7+4.3 0.5 27.7+4.8 29.4+4.4 0.2
apoB. mg/dl 116 =25 108 = 26 0.023 119+30 74.8+15.1 <0.001
apoC-11, mg/dl 4.76+2.57  4.33%2.23 0.1 5.20£2.60  4.28+2.29 0.016
apoC-111, mg/dl 11.1+6.1 9.83+4.43 0.2 10.9+4.8 9.73+4.64 0.035
apoE, mg/dl 4.92+2.17  4.45+1.12 0.3 4.62+1.36  3.64%1.49 <0.001
RLP-C, mg/dl 11.9+15.2 7.849.6 0.2 9.31+6.9 5.37+6.70 0.013
MDA-LDL, U/1 153 =61 140 =55 0.6 166 =+ 62 106 +27 0. 002
ZE R L, mg/dl 106 + 23 104+ 18 0.5 112+36 112 +31 1.0
HbAIC, % 5.73+0.82  5.91+0.82 0.041 6.30+1.22  6.43+1.29 0.4
0.61 0.84 0. 59 0. 37
hsCRP, me/1 [0.28, 0.89] [0.44, 1.42] 2 [0.27, 0.90] [0.16, 0.52] O 0%
S100A12, ng/ml 140.9+£82.62 200.4+141.8 0.1 125+ 83 89.5+67.0 0.030
S100A8, ng/ml 34.0+8.9 42.0+17.91 0.1 30.2+11.8 27.5%+9.5 0.4
S100A9, ng/ml 22.73+12.6 35.22+27.26 0.4 19.8+18.6  15.5+11.9 0.054
TNF-«, pg/ml 17.33+10.3 13.71%+9.5 0.3 23.0+10.0 19.5+11.5 0.3
MCP-1, pg/ml 240.3 +79 241.5+97 0.5 187 +56 180 == 64 0.9
Pentraxin3, pg/ml 35.6+22.42 43.0%40.0 0.2 35.625.9 25.9+12.8 0.4
I N R B
FMD, % 6.14+4.35 6.51+2.68 0.8 6.00+2.27  8.27+4.32 0.039
NMD, % 21.949.1 19.9+6.3 0.6 20.7+10.2  20.2+8.7 0.9
B&FE: TC, total cholesterol ; LDL-C, low-density lipoprotein cholesterol; TG, triglycerides;



: 4 LA

X9 7 RARRE T G XL DERSIERE O —F] ([F—EH])

T MR ZZF oA X DFDCEM ORI A, AL - 5% TR LT,
SHENIR O 571 (A) - $E5-% B) . M REIIR OB G711 (C) - # 5% (D). MEEH KEIR
DOEHHIE) « #5% F) TH D,
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®5 RFIREE. T MANREZ T U SEBNR, MO9S KENRES K OWEER KEIRIC
BT DERRIEIZ B IE T 52
BEWRIERE T RN F R
BRI AR 12 % pfiE Eallis 121 % pfid
SHENAR 1.99+0.24 1.85+0.30 0.1 1.947+0.40 1.77%+0.40  0.039
Ha s A Bk 2.01%0.27 1.90=0. 25 0.1 2.07+0.30 1.90+0.26  0.044
RN 2.05%0.17 2.0370.19 0.8  2.05%0.25 1.8940.33  0.015
A =@k SR CESN C mmioiR
Zsuv Zsuv Zsuv
0.5 0 0.5 10 -05 0 05 0.5 0 0.5
—~ 50 50 50
|
o
o 0 L > 0 . 0 g
é [ ] S | J .t
O 50| °Ce . -50 o Clee -50 o bo
0 o [% ° o ® o e )
Q400 ®e } -100 °qe 100 ° oo}
r=0.521
V p=0.039
150 -150 -150

W& 5E: SUV, Standardized Uptake Value.

10 7 RS F U FEEIC D BIIRKIERET & BET 5 T2 oW TORRE
LDL-CZSb A & . (M) SABOR, (B) Mo KBINR. (O) REHEERBINRICF51) B RAED LR &

BEEME I SOV TR L7z,
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535 SUV, Standardized Uptake Value.

7 RS F LRI S WIRAEER 2 BT B B2 COREL

e LR L, (M) SHEIAR, B) MEBREIAR, (C) BEFKEINRICISIT 2 RIEDE(LE L DY

HPEIZOW TG LT, FRERIZ,
FEER RENARIZ IS 1T D RIED AL B & OEFEMEIZ W TR L7z,

HDL-CZEfb & & (D) SHEMAR, (B) it KREAR, (F)
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0.4
o
X 0.2 ¢ X
U ®
2 o =
§’ 0z .t
V '04 .. X )
® °
0.6

B mimxsir
Z1suv
1.0 -0.5 0 0.5
04
0.2 -:
N

-0.2 | r=0.521 o I
p=0.039 o
04| o ° -
®

0.6 [

C mmxsir

04
0.2
0
-0.2
-0.4
-0.6

ZIsuv
-0.5 0 0.5

SUV, Standardized Uptake Value.

12 7 PSR F UG K DB L B 5 R0 C o
hsCRPZE(L R & (A) SHBIR, (B) IS RBINR, (O) BEFIRBIRIC 351 5 JHE DL AL R & O

B DUV TRRFT L7z

A ==
ZSuv
0.5 0 0.5
100 T
&Il 50 . -
§ 0 °.o o*
& -50 . ols
N _100 ol
150

B rmmxsir C mEmrsik
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50 ..-0 50 Py '-.
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.. . ®
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SUV, Standardized Uptake Value.

X137 R NRAEF P Al K D BIIRGIERE & B9 5 A 712 DU T OGRS
S100A12Z L& & . (A) SHEAR, B) Mo KEIAR, (C) M KENRIZIS T D RIED AL & &
OB EME Iz OV THRET LT,
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=

&7

S100A12%E 45 FRARER S SHEDR, S i K ERFS & ONE IR RBYIR O BRI AE ~ K AE 5
IE BT
p fiE
SHB R
LDL-C 0. 605
Log TG 0. 896
MDA-LDL 0.225
Log hsCRP 0. 343
S100A12 0. 090
%EMD 0. 940
LIRIPNINIR
LDL~C 0. 055
Log TG 0.351
MDA-LDL 0.011
Log hsCRP 0.001
S100A12 0. 020
%FMD 0. 045
JEER R EAR
LDL-C 0. 622
Log TG 0.429
MDA-LDL 0. 769
Log hsCRP 0.708
S100A12 0. 502
%MD 0. 680
b FS100A1200¢DNAY B— = 7N T2 7T A ~ —RlF

B2
oA

hS100A12 cDNAZ m—=>"7

Forward: 5'-CACCATGACAAAACTTGAAGAGCATCTG-3;

Reverse: 5'-CTACTTGTCATCGTCGTCCTTGTAGTCCTCTTTGTGGGTGTGGTAATG-3'.
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K14 ~ 7 Z2231F HhS100A12DF BLAR
HEMECSTBL/6]~ 7 AIZhS100A12%8 7 5 /7 ¢ )L AT Z— (8.0X 108 PFU) %%
R G U, BREEFAOICER M 2 M T L7-#% . hS100A120 3B 2 HIE L7 (Luc ; N=9 vs
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K15 ~ 7 Z231F AhS100A12%H 28 L 1T 3 B2
HEPECSTBL/6]~ 7 AIZhS100A12F T F ) 7 4 )L A7 Z— (8.0% 108 PFU) Z ki
AR5 L C. BRI () EERIE. B)TC, £72(c)7TH HDOHDL-CZHIE L=

(Luc ; N=9 vs S100A12 ; N=8CHEfT) ., KMHEIX, FHEIEREBRAETER LT,
* p<0.05 vs Luc
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K16 HEFEKIEs v~ 275 7 4 —(FPLO) T X A U RE AL O4EE L BSE R E
HEPECSTBL/6 ]~ 7 AIZhS100A1258 LT 7 ) 7 4 VAT X — (8.0x 108 PFU) % &Rk
HI1R#% O 7 — Vi (Luc ; N=9 vs S100A12 ; N=8) 2T, FPLCEHWT U REZ 374y
mzoEEL, WA TFe—WgEE B) U UIEEEZHE L,
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