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MM R, TR MR PR LA A o0k, A0 PRARNETE S, /MR
T (RIS IO AT U AR s AR BRAE T/ PR T () S 4 o AR S0 sk A W 3 e 40 i
KIF Ak 16 (CXCL16) & CD36 71 fil FEARAS S5 Tk sk AE A4k 2 id 5t he 5825 % &) i
BEER I A o A5 40 £ 3 I3 v AR P, BRI a4 etk DR Flic & 16 (CXCL16) M
CD36 7K1~ 55 S AN Ik sk AL AL 2y B H I R RN K AR AL (LAA) PRI BEZE G 3R
ik EI 2015 4F 11 H—2016 4F 6 H iz T4 7 K220 2B 2 — @ B B iy
FHEAT S 8D K S AEAELL 2 BIBEE A I LAA PEINAEZEI B3 (IBE4L) 50 1], 39T &%
72 h WABE, FF6 2014 4= [ 2o St v I A< s 2 A 45 i 02 Wi AR AR 2 A B
FEARALPE A ZE s A4 TOAST (the trial of orgl0172 in acute stroke treatment)
T3 DA 73 B A 5 DA LAA PERGBEZE . 5 B ) 9 4t R A4S I 20 390 50 Ik ORE 12k A S 80 ik ok
FEREALYE D PR BT H S (BEERAL) 50 49, BEAEISTCHN ML 55905 50 o [R) S04 e ARG, 11 0
(N HR4L) 50 B, o SABEZIMBNIKEEEE . THES4UR RIS (BUD , %
[ DPP-H7600 4> [ S84 AT ORI &4 =Bk H ol (T6) « RHREEE (TC) | {K%5 A
NEHE A MEERE (LDL-C) & s (I HME R (HDL-C) « FJEIpE (FBG) , [
I A e W PR Se (ELISA) WllsE - ALifiE CXCL16 K& CD36 /K~F-. Logistic [RIJ-150 473
BKSEAEAELL 25 BT R A LAA PR REZE IR sE i Rl 35 . sl ie $ididiad SPSS 17. 0 4eit
BAFRAT AR, HHEVORI LI B E FruE 2 (X £S ) For, S AR BEUG ELECR ]
BN, TTEAFFEATHRARL: THEP R LR (%) o, 1T R LU
HE R RAZTAE logistic [FIHA T, HEAT AL £ K6 R 25 237
LER . BEERAI 4] BMI. TG. TC. LDL-C. FBG /K FmmTXE4l, HDL-C K FART
XA BNBE4] TGy TC. LDL-C. FBG ZK~F-r T-8EH4], BMI. HDL-C ZK~PAK T4
(/X0.05) o SFHRAL. BEH] M 41 CXCL16 F1 CD36 /K -3 LAk vk Tl #i (P
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Abstract

Objective: Atherosclerosis is the proximate cause of arterial thrombosis, leading to acute
occlusive cardiovascular syndromes.The events underlying atherosclerosis development and
progression reflect complex biological processes, including: endothelial cell
(EC)dysfunction, leukocyte recruitment, foam-cell formation, vascular smoothmuscle cell
(VSMC)proliferation and (de)-differentiation, extracellular matrix remodeling, platelet
activation, as well as alterations in angiogenesis and cell death/apoptosis.To investigate the
relationship between serum chemokine CXCL16 and CD36 in vulnerable carotid
atherosclerosis plaques (LAA) with LAA-stoke.

Methods:Fifty patients with cerebral infarction and carotid vulnerable plaque (infarction
group), 50 patients with carotid vulnerable plaque (plaque group) and 50 healthy subjects in
the same period (control group) were included in this study. The cervical vascular color
ultrasonic inspection was performed in three groups. Data of body mass index (BMI) were
calculated in three groups. Levels of triglyceride (TG), total cholesterol (TC), low density
lipoprotein cholesterol (LDL-C), high density lipoprotein cholesterol (HDL-C) and fasting
blood sugar (FBS) were also detected in three groups. The enzyme linked immunosorbent
assay (ELISA) was used to detect the serum levels of CXCL16 and CD36 in three groups.
Logistic regression analysis was used to analyse the influence factors of LAA-cerebral
infarction.

Results:Levels of BMI, TG, TC, LDL-C and FBG were higher, and the level of HDL-C was
lower in infarction group and plaque group than that in control group. Levels of TG, TC,
LDL-C and FBG were significantly higher in infarction group than those of plaque group,
and levels of BMI and HDL-C were significantly lower in infarction group that those in
plaque group (P<0.0). Both serum levels of CXCL16 and CD36 showed significantly
increased trend in control group, plaque group and infarction group (P<0.001). Multivariate
logistic regression analysis showed that the higher levels of TG, LDL-C, FBG, CXCL16 and
CD36 were the independent risk factors for large artery atherosclerotic cerebral infarction.
Conclusion: Serum chemokine CXCL16 and CD36 can be used as a clinical marker of
vulnerable carotid plaques. Joint detection of CXCL16 and CD36 can predict the occurrence
of LAA-cerebral infarction.

Key words: chemokines, CXC; antigens, CD36; atherosclerosis; brain infarction; CXC
chemokine ligand16; vulnerable plaque

Type of thesis: Applied Research
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RIS AERE IR A R R

PG HEILATR HHC AR
ASCVD  Atherosclerotic cardiovascular disease &/ [ik 5k FEAE AL kO 1L 9597
AS Atherosclerosis BNk sk FEAEAL,
CXCL16  CXC chemokine ligand16 AR T A 16
TOAST the trial of orgl0172 in acute stroke
treatment
LAA Large artery atherosclerosis KBk AL
FBG fasting blood glucose 27 JU I A
ACC American College of Cardiology L ELOME 27 2
AHA American Heart Association FELOME &
CHD coronary heart disease TE AR B DK BRASE A 00 I S
PAO presumed atherosclerotic origin 2 AL L IR K
i
PAD peripheral arterial disease Jil L Bh Bk e s
IL-1 interleukin-1 F/rE-1
IL-6 interleukin-6 H/r 326
TNF-a tumour necrosis factora I IRE IR BE IR T a
MCP-1 monocyte chemo-attractant protein-1 FAZAI AL R -1
PPARy peroxisome proliferator-activated T A A A K R A0S 32 A
receptor y Y
ECs endothelial cells N Rz 41 i
SMCs smooth muscle cells i L4
RIP regulated intramembrane proteolysis AN B UK i
IFN-y interferony TIHR Y
BMI Body mass index (NEN =0
TG Triglyceride Hh =5
HDL High densitylipoproteincholesterol A ENEEA
TC total cholesterol S50 JIE [3h] s
LDL-C low density lipoprotein iR B lR s A
ox-LDL oxidized low density lipoprotein AL IR A
SRs scavenger receptor EPEP BTN
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=
(Preface)

Bk s FERE AL (Atherosclerosis, AS) M He R E I A 4t A e WLIIZE T J 8], J4e i
PRHEAG AR U T Fa vt AR AEAE 10 7 NPl 240 A A B UESE o g ik sk AEfl
A — b s 45 2 JTkBE PR B () 1 Pk JRE PR s o« M2 B TP, Ab TSk AL 5
IS FERE AL B B 2 B e J L4, I ELAE 18 v JH o] e T OB R s LA A s ot s 5
PERER SR R 28 N e db s s it . AR FUBY B, ShIK AR R AR,
SRR J 28 o R AR B I S e, JF Hal 5 o0 T A& th TR s e (thants
ETLOLIR) « KZHAS BERA G 2 TofER, A2 1) — 2Bt s WG AEEE |
Oy TR, X LR ok A AN DK AR AR ps 5 b e i g BHL ZE RN B0 () IR R I (45
SRR SR, SRR A REIE) o SRR e A Rt A DS N T
SO AEY) AR, BRI REEREL, HAS A, WIRAMIE R,
LA B4 A . 4k, ABANIE R E S, M /MAGEGE, RN IEA A AR . 4 AT
PATEAR o AR MO SRR e AT IAS [ [ 2R ) 2 D fig 2 Ta) RO AH HLAE P A 2 2 11 40 . Y
F9iik. 550w, W RGESEI I,

EpE, i 2.3 {2 NEfH CVD (cardiovascular disease,CVD) , H:H45 200 J A
SBATLIESE, 700 J7 AT 25, 300 5 N ERIEAET o A7 e L s 3 v JOEL ] 52 L0 £
BokB|T 242, [FINF 3.5 (G TR o Gn 9% BE S5O Y T X G B R 2B, 78
2010-2030 A E CVD FHR A MEARIE, KA 50%0,

H AR 2 N ] 68\ 8l ik 348 £F A A4 4 Ca I % 9% 995 (atherosclerotic cardiovascular
disease, ASCVD) JE R[4 MBI, R T-FENR. FEBE. Bufn . Prstiyn A,
[F) B A5 P e A A7) () B AL AR R 2 28 0F SEAE v fi AN 52 2, (HUR i 25 HP IR A s 26
Wk HRE, T RHRG R ARG M WRHE AR IR 3 EE i R s
H ASCVD BRIt e, 280 WA AR ARIEIR 21 i T AR 8 e slo™ Bk A 3 30
PP dfe i A o A0 1) S IR e T AN I T H iy L 2R ) s 65 DT 22 SRt ASCVD 1 & A=
SE AR DRI ERATT 7T 25 HERE S S . FHUIN A2 PP AN B B 2 i A ASCVD IR iE4) o

X B0 RS AL RO L S e 6 PR 2R 1 VP S AN ARt i 28 s 665 PR 35 1) S A
EREAER . Bk, BRI —E 300 T 5307 LA A R 96 R IR A
WCP—B kAR R Bl ik B Th 8 2 T B A2 bnic i o 72T Bl TR SR A A A5 22 1)
WA, OERIM LR NI . B AN+ PR 2kl
KRN Gt CRPDY « £F4EER 1 BRFIVE R AR A 1 A IR SRR AP I T v 5 0 I 3 S X
B M T R AH DG o AR 25 (1) 10 4 HEL S i B B 438 P R0 B 0k sl A A A 2 O 1L 35705 PRI B i )
— A TR0,

ASCVD A G R AEZI, A mi AFE AR I 5 R0 980T S B, ke i 22
FIUEHE 2 Wk ox-LDL W 4 B o (2 20E 40 B o3 8 J5e & AR AR 40 O B e AE AS
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FI RS an Ak e Fh R 21 5B E ] . CD36 (ox-LDL H—AMNEEEAA) & AJEEIE4 fy
R AR A, RN ox-LDL GEIE 70%) —AMF) B g Rz 44R, =
Wk 4 B a4k R lid 4 16 (CXC chemokine ligand16,CXCL16) &4k K1 4 REPE B 5%
W2 —, A0 IR A 2RES 7 A 1) [R] I 2 EWR 4 S P & ox-LDL fY—
G WA TE RS2 ARB, AT CXCL16 n] Gefy 3 it e 2 i vk /R M, AR5 H
HIAE T30 10 L7E CD36 F1 CXCL16 7KF1E 8l Tk sk AR A0 1 i A 26 v AN [\ D e A FH ik
ITRAIRZR, $R5 CD36 1 CXCL16 BE1T N S BRI S i, R e o S
eI brc ), ¥R CXCL16 F1 CD36 5 Kah ik AEadft (large-artery
atherosclerosis,LAA) M AE ) 9< & o
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1. ARJR

MrRMR. HRIRTG*E
(Objects,Materials and Methods)

San! IR I 15l
(HbRE: AT R B 2 B 2 — B R e e p e N R} £

IE]: 2015 £ 11 A% 2016 4E 6 )
A2 | RIIA] R 72h 50 15

CWIARHERT & 2014 45 [H SRS i N 25 T2V R B TP LA A2

HHETOAST (the trial of orgl0172 in acute stroke treatment) IR L fffi
24 LAA PENEAE

RO | YA AR e . 22 SURSh BRG4GB A2 o4 A S R s FEAE T S 451 | 50 41

PEHE

UG ACE 49 10 i L5 9 9 B2

KRR | [R) S AR 1E o 50 14

EPXTBEEZ . A RE . X R P HEBR bR UE . (1) ABECRTICT PR A i 3
F, WU (2) FaESTEBG mE O IUZE . SrEAESTEHA mvE O ULEEZE DL &
ANEEE B0 B 1) A P e ik A5 i S RO IR TR 0B S 5 (3D T W R G M 4D BRI
R I A5 A G A & (4) TE Tl . R 25 R DA B 4% s DRl i
OB DR (5) HAMu L. FARLSE, HARAET AR 3ANH#E; (6) &
Z ¥4 (transcranial doppler, TCD ) TiA% 1A il A4 1 FH % 5 (i 4n O [ FL K 1T
patent foramen ovale, PFO) B ILAtAS A 57 oy Pk T 201 I BEZE vl BE K

2. ARFA%

e S IR

i 52 TS RS B E S I 3~5 mL, ‘& TEDTA% ', =EHTF
H AR EEE 30 min Ji7 LA 3 000 r/mini > 15 min, WML & T HRAFE T,
U\_SO OCT%Z?O

{FH 2 I& DPP-H7600 4= H 8l A4k 23 HT 43 S e 8 R 7 60l s — % H- il
(TG) . BJHEEE (TC) . SHEENREAMEEEE (HDL-C) . R E
fe & A HE RS (LDL-C)  ZMEIpE (FBG) .

ELISAVE

K F AR I A 5 LIS CXCL16 K CD36 7K, i e B G s W b
R (ELISA) id7& CLgr AT Ui Bk r 81k
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AR | KH WAL TE33 AU (2 S B A2 W, SR 7~11 MHz, &
WA | HBCFREME, Sk, oL E, RSk B i N3 TS

HEAVTIA R SR S SUONSHAK, BRSO K[l Ay o

SRENIVKRAERE | R R AESENE . A SIS EIFNE I, IO, AR
WBEPGE | AT A - R RN 1.5 A5 EOR (0, 22 5 ) Wl g LB R A R (0 LR

ey, B AL TR =10 mm?,

PPy R
IR AIREADEH, [l Ham. W95, R e o i~ 3 .
IR | B Vs ks, [Bl7s sisg Ay, RIEDEHIES N B,
IR | BRSO, JERRATE, & I BLMNY, D 5m AR B .
VAL | BEEREARAT, 5 B, Ja e R,

-5t WP N RUE PR, B BE. BUH I Sy B

Gt T CRISPSS 17.088 v A AT 48 24 Ab P

"o

+hsfEE (xts) F£R,

IE A7) A 1 v B GORE LU | AR IEA AT 0T = SRR EEBCR AR S B 56

Z AR R 5 200 THEBTRER O] (%) 2o, 4l e R g .

21l [n) % # [b ¢ I BonferroniyZ:;

PR ZEAR DG WA R 25 3 BT F LogisticllA 43T . K3 /KHE R 0=0.05.

3.RIEE. AT

3.1 RIENR
4°CUKAH T R A
-80°C K4 Thermo/s )
WEEFRAX 2522 Thermo/A ) Varioskon Flash4iK 22 I el Fr X
L NENI 1N 5 &
eI V) % XW-80A_FIF 7Y PHAL &)
TV i AT
Sk AT
— PR REAT BR 22 W
e ## [ Eppendorf /A ]
DPP-H7600 4> & E o brAs | A1 RSB 2 Bt 2 — B e = e R e At

3.2 KL
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A CXCL16 & F) & N CD36 &5 & iy i v B AR R AT BR A w34t £ il
E, BT 4ACUKFERAT -

FEFRHL (coated wells) | 96 L, X4 B (stop solution) | 12ml X4
20 X W 45 v ¥ ] (wash | 50ml X 4 bR (8ug/L. 1000ng/L) | 4 i (4% 2
buffer) )

10 X AR AR (sample | 4 i (12ml/ | BEFRPUA AR 12m1 X 4 )t
buffer) )

JERA TAF 12ml X4 )i | BB 4 5k

S PuE TR 6ml X 4 Jff BRI EN 4 A
RS 24y A bRAR 4 A

3.3 ERE

J3 FH SR F X440 (double-antibody sandwich) ELISA 34l ifiL i o CXCL16
1 CD36 & & . HPLA CXCL16 8 CD36 #5n[EHiik (McAB) i T bRt I,
TMANFFIEE i, o CXCL16 38 CD36 5 McAB #5454, AR M I 2EY)
#ZAIPIA CXCL16 Bifi N CD36, TEMghnti BT A . B A DG
(horseradish peroxidase, HRP) Fric E#EMIZR (Streptavidin) H5AEMRIFATE 5,
St 78 Ve SR MR T AR 5 34T 2.4, CXCL16 5% CD36 7E HRP [IEIERH
AR, B G INNZIRBR IR . 2 BEAR OO E 8Kk 450nm A6 B AL I IR ' B
(OD) fH, CXCL16 8% CD36 W& 5 OD S IE b, Zehilbrit sk, SR)51a HbsiEh
LR SRR AE S P CXCL16 B CD36 15 .
3.4 XBRTRE

(DSEgHEg KR A AP AR AR T NS A -80°CUKAR S, JBCE T =i
A PR S SR A A I3 A A A7 30 78 23 il R

QbR AT RSB R LOXBR ARBAE 1 1065 M8 (L bRAS A9 261
KD o BANLSmIELE, (ES 4 iSample Buffer 900ul+hn i fhia i (RN IR FE Ay
CXCL16:40ng/mlE{,CD36:80ng/ml)100ul, ‘& FiiEimid &% L 78 /5] Ja H InFEgs i
500ul, BEH A WKIKEEERRG S, WAREFWHS00ulE 5.

GYIEE BEAFRAEFL S IIAARE S BAFIAFE & 100ul CFE AN FFLERAN o Jodt
7 BT B B FEARCRE I ASLREES, V)70 fik S AL DIEE , 7R AT R NAR 5, &
S NAR T 37 CIEIRKIBHT 40 4050,

(DT BB AL AR, RS S BRI, SR 120 B S PR D
{8, AR RS IR e B S bR S 0T g4k b, HETEN T

SVERANEE J\AS A LA FL A BTN ZE K . SR —PUR TAEI S A 50ul, A T /W
FOYHEAT, NN ONAR 78 IR A), R TBCE TR AR E S 37 C IR E IR KA A 200

(6)TEAR [Fl(4).
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(DB FLAERA IR TAER 1000l S5, JBCE T AR & i 37 C HE iR /K B4 I
HIATIHE AR AL B, S NI TR] A 15434

@)1l BEASSLAERHITE A 100ul 28 103, VRS RIS, I (S A R B
.

QME P HLAE A PR B, T8 iR 45 0nmi K AL I e O EE (RIOD
) o MBI LRG0 502 P 5E K
3.5 £RHE

¥ CXCL16 5 CD36 il A& Ui W5, Jrfy OD {H A BB 5 Rk P i 5.

PL OD {5 g 9\ Ah%r, LAKRUE S CXCL16 4000, 2000, 1000, 500. 250. 125. 62.5.

Opg/ml, CD36 8000. 4000. 2000. 1000. 500. 250. 125. Opg/ml JyHf Ak b5 Hl kR

HEMZR . LG ih 2 A U3 TR A OD XV FEAY CXCL16 B¢ CD36 iK%

3.6 ZitEAHE

K SPSS 17.0 #HATS 245 E b FE

VISR | o smabinezs Goes) 208, SAUMBINILE, ST BE 200, JF
SR B TR

TR L
WHER | s 00y 205, 722000,

R | DABTA BOR & AR A A AR, UNKESE ) A HAE Logistic 1))
B, HEAT ISR AE K D 32 00 M 5

Ho= 0. 05 MK EKHE, LIP<0. 05 hZ R BAA S i m Y.
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1

-

R

(Results)

1IRRERESE (AR .

X HEZH L SRR ZH RIS 2 (B i AR vt I s EEAD) 52 3 T 498 ks 7

B e 20 A0 i R 2 s T R () BMI. TG, TC. LDL-C. FBG /K

BB 28 R A 40 (1) HDL-C ZK~SPAR -6 R 41

A ZH 1% TGy TC. LDL-C. FBG 7K P T- B s

JRREZH () BUI. HDL—C 7K A T B4l

Tab.1Comparison of BMI and other clinical data between three groups

Fx1 BAWERMRK. al/E. BMI RELERLEEKR (=50, x+5 )
20 ) T LE W IR =L BMI
(%) [Bloo]  [BI0] LB (% 1 g (o) ] (kg/m?)
SHEZH 59.52+10.96  23(46)  12(24) 7 (14) 19 (38) 23.94+2.88
BEHLZ]L  63.68+12.10  26(52)  12(24) 8 (16) @ 32 (64) * 25.51+3.812
tEZl 62.80+13.00  32(64)  17(34) 21 (42) ® 33 (66) ® 25.50+3.96%
F 8y 1.656 3.382 1.678 13.37°" 9.903"" 3.158"
Hol TC TG LDL-C HDL-C FBG
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
WAL 3.99+0.68 1.36+0.50 2.40+0.78 1.08+0.36 4.84+0.63
BEHLZ 4.39+0.85° 1.70+0.52 3.08+0.79 2 0.96+0.26° 5.39+1.322
JFEL]  4.86+£0.95%  1.91+0.54%  3.58+0.83%  0.84+0.36°°  7.74+2.41%
F 5y 13.735™" 14.514™" 27.258"" 6.281"" 44.715""

“P<0.05, "'P<<0.01; * SxtMAIbEs, P HBIH AR, P<<0.05; £ 2

2. &4 CD36. CXCL16 7K kiR s,

CD36 KV 2K KT e (P<0.05) , W& 2.
Tab. 2 Comparison of serum CXCL16 and CD36 concentrations between three groups

%2 KEMFE CD36 5 CXCL16 KFEEER

BEHeZH K i B 4H 1) CXCL16 Fil

(ng/L, x+s )

A n CD36 CXCL16
X HE AL 50 3.62+0.91 1.85+0.40
P 50 4.49+0.88° 2.30+0.45°
I R 2 50 5.40:£0.96 2.84+0.65%




CD36. CXCL16 7K 5 ZhBk M HERE (L 1R HE SE A FE K MR R

F

47.611""

45.782""

3. REFEFEMERSM UUIBRAETRENEL (=1, 5=0) NF&ZH,
L BMI. TG. TC. LDL-C. HDL-C. FBG. CXCL16. CD36 A&, #TLHE
Logistic [FV43#7, 58 B8, % TG. LDL-C. FBG. CXCLI16 J CD36 &%l 5] ik 5

FERELL 2 45 LR A 7E LAA PRI A B e I 3, WK 3.

Tab.3 Results of Logistic regression analysis for factors related cerebral infarction

%< 3 MNHESE 220 E = /Y Logistic B3R 4R

T H B SE  Waldy? P OR 95%CI

BMI (kg/m?) 0.073 0.081 0.798  0.372  0.930 0.793~1.091
TG (mmol/L) 1.516 0.705 4.620  0.032 4.555 1.143~8.149
TC (mmol/L) -0.115 0.466 0.061  0.804 0.891 0.358~2.219
LDL-C (mmol/L) 1376 0.563 5977  0.014 3.959 1.314~11.928
HDL-C (mmol/L) -0.351 0.869 0.163  0.686 0.704 0.128~3.865
FBG (mmol/L) 1256 0297 17.866 <<0.001 3.513 1.962~6.290
CXCL16 (ug/L) 1.029 0.407 6.405  0.011 2799 1.261~6.210
CD36 (ug/L) 1.097 0400 7.531  0.006 2.996 1.368~6.559
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Wit
(Discussion)

2013 = FEE O IFER 24 (American College of Cardiology, ACC) H13& [E.Ca I )
2> (American Heart Association, AHA ) %7 5l /N K AT 1 S e B 4115 0 it 3 ik ok A A
RO L 95597 ( Atherosclerotic Cardiovascular Disease, ASCVD) 45 T W & X
ASCVD 5& SCELFE : 6k 3l ik sk # 24Ca I 97 (coronary heart disease, CHD) « 25+ (stroke )
JE 8 k5995 (peripheral arterial disease,PAD) LA FIT LIME 3E A 2 ik 58 A A A A Y8t 1 9
Ji (presumed atherosclerotic origin,PAO) 211,

ASCVD (A TS R BT, T i A M A i Mg O . Has
A, RAEAE CVD PIRA R @i 2] 7 EEAEH, (H2 ORI fa S K 3 AN E 78 7
Mg RE e e . DRI, I R AR AR AR ) A FH SRR Sl Rk AR A A 1B AT PPk RS
O L RS X — T B2 21 T8k 2 1O . AS AR 22 [ Bl A 21 41 B A
TRIHLIR 7. AUFS I/ %-1(interleukin-1,IL-1), 14" Z-2(interleukin-2,1L-2), [/ 2
-6(interleukin-6,IL-6), MR IR FEAF(tumour necrosis factor,TNF-a), T4 2 A%
J ¥4k, 2K F (monocyte chemo-attractant protein-1,MCP-1). 7E AS F3AMEL, EFXF N R
400 (endothelial cells,ECs) i/ HImaINY, WG Gediiy (thanEmEgnp) & Liss
ST AR — LW AT T o0 o AR (PR s W | 1 M 40 JR R I /NS, T
R ML 2555 T G2 20 BRI F 0 LA PR 38 AR R o0k e 2%, 8 0 T B Al IR
AIREFECRGANY, R BN THAT M # R, W C N A FIMEEmITEES A

(serum amyloid A protein,SAA) P& I3 ZAEPE A WIARIC P RERE BAT H

HH T 28R AF H 2 40 Bt B2 tH IR SR T (2 a0 Bt SR B A I AR T s, 3K I If 787 P ZE 2%
SRR LA R R S ORI INGT . RAE S Zy BRI AN R i, TR 5 T
T A0 2L (1) S A SR SIS 3X — R B A AR B 2 b SR, Uk
AR CLA R R B B B VF 2 SOEA ST . P57, SRR A5
Prh HAE 2R A IR o I 40 B SR ZRh S A R R A o AR S KR AR A4 1)
RARSETHRG 731 AR ANEIE R 2R R T3 R REIEN, eSS E
M0 240 A 26T 22 )7 2R IR R 8,

CD36 J&—> B H1E R ZAR KGN, 70 F &k 88-kDa, JLAEHAZ B R4,
JE DT 200 I P B 40 I 55 A% 22 A0 L 10) 3 T S 5 A — b FRURE IS TS e 100, CD36 1 A 4
HAT 5 2> FAEAE AS PRIV IR (foam cell, FC) TE%. RAENTRIIREI . EELNAg
HI1% 3k (trapping of the M®) F Il 7 ik (formation of the thrombus) ' & #4517 W H. 5
EERH . HAERMLE . BErREgI il CD36 454 ox-LDL i 2 WHE. HTELL
] ox-LDL A i S8 A0 B4R B4 5L 7780 52 44y (peroxisome proliferator-activated receptor
y, PPARy) &4t 7Rk 84 I B AR, JF H L CD36 HI3RiE, A “eat me
signal”. IXNIEFE NS HE— AL HE ox-LDL HHEE . CD36 1 ox-LDL 2 [1] i) 4H F.AF H
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[F I AT LA 3 LA FH S e B M N N B2 A I 41 R 719055 20, FC 5
BIKIS P 9RE X 2 3 BB IKAE e Az b iy e 48 ASCVD FHAFI0, —LLRioY L kI,
1ML CD36 74 B T LABS/INBURL I B SRS TN ML, LG5k B A W 44
ML/ N S50 W SR T 0K 1) CD36 BBERE B (W M AME. sk — St R I, i 254K
L5 13E CD36 /K2 M S HLIEA SRR R, R CD36 ] figse B R4l idais, Jo
LR NG A Mo T 1Y) CD36 B, Rk 5 e 22 kA= pt . Handberg SE12I
FORILIMTE CD36 7K V-1E 2050 ik s A Ak BE SR 8 38 ot R AL i, HEISL /K S5 B (1)
Sy 2 A0 A L OCHK

AHWFITEE R, A . REHRALINTE CD36 /K FXHexd B L0 1y, o 20 1fiL 37
CD36 /KT BEH AT 34 in, Ui IR A 1 25 2540 J 1l CD36 3 TR Jie in .« Littlewood
SIS FC T SRR bE . ke B gk im & & A &bk ASCVD FitFf %,
[ BN AR BN (1) MO T ] B A& I35 H CD36 Tt 1 — AN LA

AL R ¥ (chemokines ) 2 4 H X+ 50 Hh e K IR — /N7 (8-12kDa) 43k 1
(231, R4 22 It 1 e s R R R R S R v A B o A DU RFRHENE %, BL$E C, CC, CXC
FCX3CR4, P b IR R AR AT 0 40 M A e AR, AR EE 2 R TL-10 B8R IL-12
RN T E A A PSR DhRE . Bl R — 2R R 7 2 & — e ia il
LheeRs, SR, XL M K7 HIABE A 0 - R W 1) — 28, UM ABAT IAS AL SR ik
(2 I 2 R e I T H R iy o 10 L, X G0 i IR~ 40 B IR 38 R WG, FRE SRtk
eI 7 o R T I SZ AR FR AR AL IR 524k, S8 G BRI 1. 4R,
WA G EA AR T2 AR IS . X2 Rk 1) 3 B Re e 1R R
(PRI RS2 ARIZ8T, Jaqh IR R SLs2 k)2 RIS TR ZAFAE T R 41 (endothelial
cells,ECs) « “FHF L4l (smooth muscle cells,SMCs) F M F, XL fuElLE AS
W B T EEEHER, Rk, B E AS I ETE B B S R R RAE A

CXC L TR 16 & CXC KK 7, R g0 Mok =2 4k, ik
CXCL16 &Nl b R 1 7E A, CXCL16 JEREINL 128 17 5 ik K
13 A7 5, HHALC A fb A AL, CXCL16 A T8 A7 25281, CXCL16 H:A4]
& W JIg Bt 22 4 % (phosphatidylserine) FIl ik % [ JI§ & A (oxidized low-density
lipoprotein, LDL) )i 1 K52 44, P& iy 44 A SR-PSOX?, [A]4: CXCL16 {2k CXC
FEALIE 1324k CXCR6 LAl & B8, CXCL16 42 H Ry O 404 & 7e 5 i AN
T2, &AM f&: CX3CL1/Fractalkine. A% CXCL16 JEE & H 254 MA
FERRALL, Kok 30kDa 1 T RUBSERE S H, A& — s B & B IR
FEA U D35 AL ZE AR IR B ARG 2 1 oy B JE X3 40 i i X R CH A — A YXPV
KA — B AE R IR AL R R A SH2 TR A 45 A A o« ARSI CXCL16
AR FER, BFOALASH 6 ML ARG X, XK S ZHNE 7 CC
FEMELRB0, CXCL16 Hi40 P AR 20k B b B il PR v 126 22 40 p e 1y, 76
B, CXCLI16 BT 4 B AN (metalloproteinase) F¥EEREPY. M AN B BUE H
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P RS -4 B M (ADAMI0 1 ADAM17/TACE) [fjadr B P 42202,
ADAMI0 /- FHEA A0 75 1) CXCL16 j5EREI3334, 7 ADAMI17 H il KA &
7E CXCL16 A% SR M 750, B ADAMI0 /3 (T a7 A R K i CXCL16
F B Z ) XMy S WA R . R AR B ST S A N B UK R (regulated
intramembrane proteolysis,RIP) —FE & A g 25" A1 1 Notch F1 CD74 X A£ 1) 40 i
55 A 236381 S ik v 4 WAL M YE YT, AT RES M CXCL16 AL Ikt T RIP
R 534, FAh—A> CXCL16 (MBI A B Sh a5k 40 f e A I, L4
S A CXCL16 M4, XT3k CXCR6 1B S, CXCLI16 M4 KA AN
1B,

CXCL16 J& HH Shimaoka S SHE R —Flogr REAL A 1. kA CXCL16 12 AS
WAL T3 % -y Cinterferony, IFN-y) 71 ox-LDL W % FIME——/ G &I E K
ZARF N AP, H ATt CXCL16 7 AS HHIMER A (1) S RE4IIBITEA
PR IR A 7 T, e A IR 7 Bl 18 RS2 AR AE FH ) CXCL16 R3E T M2 EH .

(2) CXCLI16 fEN R 7 FAE M A (A0 AR . SRR B b 3 T/ERBL. 74h,
AN, ARG BRI A% 2 S ) I A Y PR 40 BT A4 N R B IR ER 44, 4 i
HEHE T T 05 AS BEHR G f k4 TAE I, Rk, CXCL16 nHeZ 5 T AS Hshds
BRI R . AWFCE R W oR, Wi BEHA] (i CXCL16 /K3 m x4l I
H A 4Ly CXCL16 /K im TR dl, S5AH I 4 BBzl 1M Izquierdo £
N A CXCL16 7 ASCVD MIFEH /& 41, CXCL16 n] RefF{EH 5Pt AS WVEH,
) I ] BE 2 15 R BEBR 1K 5 B o, SLAS AR AT B CXCL16 H4& 2 ML REAHC. I,
CXCL16 ngefy e mBpt e Z itk /EA,  [RINE ASCVD i /E AR5 5 UE . Wong
LUy, Ak R T s s A R AR CD36 HHIE T4l B R, ARHIT T A o6 R
M. PP SiRi4]l CXCL16 Fil CD36 /K135 MR T miaA &5 R, B A IRE
CXCL16 fE4540 b5 HAlIE 1 RS2 AR [FIEYE, HIE G G 18 IS A (1R ME— 1 7
1, {H CXCL16 #1 CD36 7t AS " A] BEAF-AEAH ] #% A2

SR, AR T CXCL16 138 kA A A FH ANt 20 ks AR Ak AR F e a6 v 46 5 4k
MELR], CXCL16 7ES KL A V) VE I AN . B Gtk X480 JE TR R
PR IA N J& CXCL16 IR AR e A R ZE D E 801 . B TSR H B
[f) CXCL16 W] iS5 ox-LDL HIFEHANE R, X143 CXCL16 #2 2IHiah Ik s ALl AL )
YEH o 3EBR L, "I¥EYE CXCL16 AT LA N AT JAEIE B (3% 4 TNF-a. IL-1BF1 INF-y)
FERE, FEXAN TR AEHE T CXCL16 MRS &5 A T U R n s e 2. 1 T
PE CXCL16 [MAEF E1E 5 A A0 L 1 JULAH SRR FRAZ 40 B I 20E [ B, X e85
E N 1] GETEEAE ML UL R 4 )8 SR A ¥ (matrix metalloproteinase, MMP ) % 4 1) 18 535
CLJ Bk SR AL BE R IR 5 3P o X S IRATT IS0 45 ARV & o X AT CXCL16 7] fig
SRR A S N B K R R A 505 1Y) AT S (R AR 2 b ad B

Hr, K TAEH LL CD36 AL AIIEYT AS (AT IS 259 = B [ FT Ay T
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VEH Aty T LA SRty T A0S TLAERIHLEE AT g 3l calpain-1/PPARyY/CD36 i i il i
TR M ox-LOL 1) & #H, LUK IE 2 03l ik ok A A A0 i /E H o v 45 2 (1 g
-1(calpain-1)&—28 Ca2+{A ¥ 1 L 2 IR B A, (RSl K s FEAE A I i A e vh
2 TAERBI, Calpain 53 40/ B P A TP G &EKIZEN Al
( ATP-binding cassette transporter A1, ABCA1) 1 ABCG1 )& A %M, Bi)55lik

JIFLE] B2 9E 11 B2 400 M 2 5 VAR 4 I IR T il £E LDL A2 ARSI 2k /N B, it F7) calpain
I5 B T FE Bk R AL ) /E F 2, Calpain-1 il calpain-2 /& calpain ZZ % = 21 P
FiAE 7YY, Calpains 1t 3% NF-kB 25 2| 7 Sk s E i #2044, JEHZ calpain-1 1A
& calpain-2 F A RFIA B85 TNF-a . IL-6 F1 PPAR v [¥) mRNA ik S5 EAH
8],y I HE KT Y calpain-1 7F 289 BA M PPAR v 1) mRNA Fis A iEEEE R .
XAY4S calpain KR S KBAEMAL TR K 2 8. PPAR-y & — A2, 1EAH
SR HAE R A T SE N R IE . PPAR-yIEA MUk KT« AREA = Dk i e
TR R AR 21 T A E B PR AR 16,

{0 H A7 RS A AR TSR 900 s, IR L6 LDL (S IHA K SR . £ IA
K, B4R LURI R CD36 A1 CXCL16 7K, 58 52 44 1K) 40 i 326 T 22 15 3k
Aol Rt A TR, HET E R ] BE S N A A ox-LOL MIRERE, 4k F54t
AS FTREE NG 1EM . oAb, AW 2 E Logistic [IHAM T iR, B TG. LDL-C.
FBG 42Kl 248, CD36 A& CXCL16 7K1t & LAA PE i 55 F 250 80 ik ok A Al
1k 5 BBEH AT G RG IR 2, $2o/R 1ML CD36. CXCL16 7K-F-4& = nl Ge 2 b 25 ik
SERERE AL BE B 2 40 1 . ASCVD i AL ) — AN E 2#hn s . R RIS LA CD36 Al
CXCL16 M#E x5 H L.

£i bPrik, CD36 Ml CXCL16 /KT, FIREMNE AS BEH S 8idt, 4kimufl
AR R AR M T o I PRAE SRR I A8 i e 9 [ B, 384T CXCL16 #1 CD36
AP B A B T T At v £ N A S K R A R A 2 B SR 1 ) 4

St FER, SRR Z RBR T S AFRATIEE. Al o ke i i I A
AE ELAAENT ) CXCL16 7EBN K s FEAEAL,  £L 2 Kk s A A P o BB 40 b i DI H
REEZ RS, AT TIRZE AR LS, HIRIIAGEHRRE T A5 L
S ARSI () A% G an S Ak s A A T R v 1 9ORE DR - LA & B R 29697 IR hT e
B IR URFEAR S 150 B, J8 T/MEARBIST, W R ARG 2 A N AF IR 45
R B R AR, = “AHREAREICAET-80°CALET, (AR AL AEAH [F] A7
ST S AR SH RGN BRIV REN, A TAREHEFR MLF CXCL16 1
CD36 fEATMIFr A7 iR s 2BPY: RMEFEALE g N 2 b ki i kB Mo A
H & e i S HER AR AL, — S e R AR S FE nT R TSI 45 s 56 i
XJ -+ CXCL16 1 CD36 Fiyar il U e A e R, {H I A BEAT B U7 AL %¢ CXCL16 1 CD36
PIBARBAR SRS B8 ABCHTHLO A G, Wi MR EREE 2590 =] JT AR
PUE L) SRR AR TS AT BEAT 2 0 SE 6 45 A AL e
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&it

(Conclusion)

WA 50 1. ShIKSRFEAE1L Z) i Bt e 285 50 451 0 Bl ik ks 1A 4 o 407 B
H I IBEAE 3 50 48 H ELISA J7 %Al il CXCL16 A1 CD36 1 &, LG H
PUR W it
(1) i CXCL16. CD36 /K- G A Iishlik AS B B A=) 25 hn 45
(2) Iy CXCL16+ CD36 /KFr] g B 11l LAA PERGEEZE R A 4 b e Je
IR
(3) HIHHILL CXCL16+ CD36 A 4[] 1 250K o7 W T- e sh Bk s A il Ak 1)
HRIT
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M ERERIR
(Literature Review)

CXCL16. CD36 5 zh Bk #E 1 4L AR 48 S A9 4B S IR 31

WE AErh (stroke) Mk ploh S 4 0o (ischemic heart disease,JHD) 2 J5 %
K60 % UL BN B, s 4 (ischemic stroke)  H 2 ik 5 A
{k.(atherosclerosis,AS) 5 $1 Bt £ (vulnerable plaque, VP) T EUF) S LLAiA R T 1/3, JHiE
K 5% A4 (scavenger receptor,SR)7EFEHL IR A ML (foam cell) HIJE . )ik Bt ER (arterial
plaque, AP)IJ¥Hi&. AS #F—4 K &, A FE DR N H Il (intraplaque hemorrhage). il ¢
(rupture) S it (ulcer) 33 R A% 143 EHEMITER

REgiE SINKORFERE L ; CXCL16; CD36; St PhiiZer; sk b stk

Bl ik sk FEAE 4L (athemsclerosis, AS) & X M%7 (cerebral vascular disease,CVD) [1]—
AR LR N, AR B I H AR e, AS PRI (ASCVD)
HOR ST S SO SV Y ST I RS SER VST SIS &k I A ES N A0 2 E TR 1] ] SN
ffr. CXCL16 F1 CD36 1t AS [k LR EHES] T ORBAEH], JEHAE ox-LDL (oxidized
low density lipoprotein,ox-LDL) ] 5 Vi bR A1 B 40 it (macrophage, M®) 7K 4
Ji(foam cell, FC)¥e M byt R BB Mt A, R, IRAM T CXCLI6.
CD36 5 AS IR &, FEMmAEImK TAEH 46T ASCVD I RUHT- M5 a7 feft 17 rr &%
iR

AT e i 25 o 2 v 249y 38 i 2 v i N TR 75%-80% 5 Herh 25%-35% 1] g5 30
Bk AP () 2y MERG s T B 5 B Pt e R B D Pk R A R R R i 2, (R
PER YA A R ) AS BERE, RYEFREWE-A TN, A R L E S
5 AS BEHRIIEE, & (A BB B 4P, T B RO 2 o T B v I R A
K. Zlotnik ZERIIFF B~k IE T (chemokine factor) A4l ff [l T (cytokine) 7t b
A (stroke)s — it P M 5 (amaurosis fugax). #0151 ik % (carotid stenosis) A %5 %5 4 ki 5k
M &AF (transient ischemic attack, TIA) &R FE 3 B A EE K= X, LS ik 2 i
PR R R R AS IR A R REIAILEI AT TR V67 AT ER AR, BV BRI E I
5 LAA PERGEEZEIN) KA . BR MM — e ’EH, EASOi&E 7. 518
RBZAAR LN K A0 o Rl 1~ 15 S AN bk & 43 5 B A (- 4 FH 7 LA B

1. S EIHEREFEEIER (oxidized modified LDL, ox-LDL)
ox-LDL 1E R IH[E B8 (1, 76 AS KA. EE b BA7 CHEH, AR T LDL,

ox-LDL /47 #E B 1ML 457 A B2 40 B S 2 iR/ Y, [T IS, ] LU 700 B i o ) S i 4 5
BT RSB, Xl T RAER N, HIFEINEALE R (foam celD) IRKEIEM,
FEAFDE LR Sy A W] 3 i . g AP IS5 RN K 4 i (endothelial cell). HLAZ 40l (monocyt
e) LA 4 Jm AL i B A I ( metalloproteinase, MMPs) )£ 1A, b4k, ox-LDL &5 40 Mo 1
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(apoptosis)FH <. 1M ox-LDL 3 M2 i ik i 8 RS2 AR PR 1), A4 A B 1E 248,
B % 1 18 5244, CD36 AT LOX-1 %5, 7E 1% 1) LDL 7] ox-LDL T4 frf, 7%
PESUR (reactive oxygen species,ROS) iU M) ALY BRI, PSSR
BT AMBIER o A RE FI LTI i i, GUHE N R iy, IS LA0 B AR A A
LHSILA T ROS [fE )1 ZWIAEITRIL, 184~ AS g, ROS Ml ox-LDL ;74
() Er s AT S o 1T 8 M ) AL B B AR A T ROS 1™ 2B o 1 28 A I 380 i A
AN RS, WU R A IIHIEE R . T ROS BB B I 7] s 4 25 W 1.
ANBRIETE, 3K 5 AR T R DR
2 Bt CXCL16

2.1 CXCL16HY%> F4:#4

a1k A1+ (chemokines) (1) 7 T AR /N (8-14kDa) , ' 154 S R 3 G54 K 22 AHA)T
A 40 M R A S TR 41 i 1 %35 (el trafficking) & 6 = 2K D BERT 1, GHER FIBIBESZ
1£(G protein-coupled receptors) /XMt A2 HUE AT D). B Z TR, &tk
T FIGER R G R Z A0, B2 AN S AR i 1 D Z R R A e A= 4k, ARl 7
ST AR DR, EAT14r 3k Cy CC. CXC. CX3CBI,

CXCL16 /& CXClath B 7 W g i — AN Bt AEA GO AN % b i oA B i
CXCLI6[W 4t EEA T . EHANAF Ll BE T 453 (chemokine
domain) . K55 A FEWE (mucin-like stack). 5 5 45 #) 35k (transmembrane domain)F14H g
Jit 3 (cytoplasmic domain)®. CX3CZ ] H 1) ME— & 51 fractalkine(CX3CL1) FICXCL16
e PNk Y A E v st O TR TR (7 D S e s S 3 S L P el =
AR TRk, Al S R rTAE 22 5 1Y) . CXCL16w] LA 5 314
A CXCROMITAI ML NKAH M FINKTAH L 52 AE B 3467, 534k, CXCL163H I
IR Sttt nTCL g fedti BB B4 il (antigen presenting macrophages) X} 1-G*
FNG P (AR IR, o Tl T I 22 S R A AR AT B L/ CXCL16 I IC A&, 1HETiTCXCL16
RIEFIERZARFER, FrACXCLI6 A FR/ESR-PSOX. Al LLiji, CXCLI6HA
TR AR R 7 KB T AE . 03 B2 CXCRO(EE TR 2 A
BONZO,STRL33, TYMSTR)/&CXCLI6H—J5 [ 52 4AL],

2.2 CXCL16RYEZEIhiE
2.2.1 #E{L1ER (chemotaxis) : Z0E JL-F- DU % T ASHTA IR . bR 7 ZEAS ) F WY
Bfiz5H Y, ADAMIOF ADAMI7 & 25 #4425 — 4 J& & 11 ¥ (a disintegrin and a
metalloprotease, ADAM) 5 IR TR LR 1, 2355 A% 22 41 M3 18 1 1 A/ M8k 1) 207 2 1
T E A B AN R R I P 0 AN )T LAt A R B, CX3CLIAICXCL16AMY
DAL e, i AR el LBAEES A5 e X AL R 7 B A T LA e
R LLE FKE e T, XA RERRZ AV (shedding) - 11 ADAMI0T F
ADAMI17 /3 T CX3CL1 M CXCL16 45 K b #1) 1# it % 111 . Zhuge %5 19 & I 278 HY
CXCL16#E NESFF ik M S 40 1 (human umbilical vein endothelial cells, HUVEC) &%
T HAERER- . R CXCL16ik v] LURIBHUVEC 1) 34 58 At 7 02
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ASIH— AN N PR 2 B Bl i /88 P 2E , SXAE ek AR B0 K sk A Al A B B4 4 At
USR] . MofidiSF IR SR s e B P i A HE Y L B ke Py S i 1 AR AR R AR 2050
JBk P FE A 503 2 R A A5 AR R R TR R o
2.2.2 FMMER (adhesion function) : FEIRIMIE 1140 MU EE L BT P4 52 40 e
DL REZ TR RN R, RASHIALGH B, A RAT A G5 2 OCEEMAER .
Shimaoka fllNakayamaZ% {20044 15 CXCR6ZCXCL16[ M — T %4k, Heh
CXCL16%5 5 )5, 2IEH CXCRO6 M0 T 40 ML AINK 20 M T 2 ka3 e A7 14

14 A 55 22 SR i TG 2 — RVNRE I S, IF HLFT SO T2k e i A5 N B 4
AT A0 B AN RIS RGP 2 1o ARTTIEFEZR AKX (selectin family) HH 30T
M T A4 ) BIR, A R KK Cintegrin famlily ) 7F & /242 € 9185 U 7)

(shear-resistant) A B RGP 2 TAEA . Ttk R Ak A2l i 175 S L- 1 4
FORHEIN B 40 SR T ) DO RE PR RS B R S A M R B . DRI, B TAEAZUh B iiE i
P FAIAL, AR 1] UGS AE AN 509 22 e 30 1) 1 40 M B 45 I e #0150, (R, CXCL16
P (1) &6 B D RE T BEHS INASC VDI & A K e

2.2.3 ;BIEEXZ{E (scavenger receptor) : ASCVDIF— N5 ZLIA (i & O WE4H iy
(macrophage,m®)£8 i 4 Jfd 3% 1111775 1 7k 2 /& (scavenger receptor,SR) iR | 344 A ox-LDL,
AR T m®, BB REFC. Kume S IRFFU AR I, CXCL16REH I g1 22 2
F% (phosphatidylserine) A 58,4t A1 % & 15 £ 11 (oxidized low density lipoprotein,ox-LDL)
[FII A 22 RN A, B2 Mg i s AR T R4 T — RAVED BN, B
CXCL16 X " ffSR-PSOX"6l, CXCL16 LG I KA F KM — T —HIpL, J/T
RS (07, CXCL165Z M ASI g4 2 — (2 R P E K2k Dhfg, /i Fmd5
ox-LDL&5 5. {H&Moore 55 S FTFRH, CXCL16 RJ LA A1 15 5 5 73 M LA B i
i, EREFEFox-LDL, AR5 PTASHERIMIIAE . X AT1FCXCL167E BB /& ASH IR e 4hy
T EASHIAH A .

IFN-y Cinterferon-y) REZRIAT Bk H AL Fi 40 Ak N ZRIA TS g0 p it vh . A il
A1, FNEMEH B LDLIY P n] DL I gk /D35 18 % 52 AR SR-ARICD36 13K 1A -

FH T4 it 2E I IFN-y Cinterferon-y) RJ A />CXCL1640 g 3 1 1137 18 K 52 Rk Kk
EM 9855 ox-LDLIFHEA o {HWttge SN RN B, AL 5T T4 Mo 1 40 f X7 IFN- ¥
A LG INCXCL16, IR CXCL16 X AT LA 55 50 2 [ TR, X0 T3l Ik sk AE Al A4 4
HR AU 1) LR A PR R o

MIXH AL H, IFN-y5CXCL16H 45 % VIR .

3 #{LEFCXCL165ASCVDRYXF

3.1 CXCL16EH

NECXCLI6KE R A F 4t k1 7p13 L, 4£456283/NBP (base pair) , &H5/4h
BFR, Yt A T2008E AT R I, Sk e Bk 5 AE (acute coronary sydrome, ACS)
A BTG CXCL167K 228 2 i TAse O g 1858, IXFE7RCXCL16-5 7R Bl Ik gk
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EMREEAH MR . Lundberg 5 MHFITRIL, CXCL165 1 41 @tk O UL |
A rp S8 U I RS AT A5 AR AR AR S PR B AR 22

4 CXCL1I6EH A F

FERE BT E XTCXCLI6MHE— AR, R CXCL165 Al R LA X 1 247 [R5
WS R SER R B % o I IR A A AT C I . 4 1 (C-reactive protein,CRP)?31, CRP
ST RS0 ™= A2, HHm @ 025 POk 40 1 2 v iR 4 B T 5=, 1 HLHG AR 281k SO ik S
Frime HATHIGAR TAET, C2RCRPYEA IR A, S i il A 28 257 1R 2 0 1 O
FHES G KA BT ASCVD IR IE e R S 1EAT I

5 CD36

5.1 CD3645#I 5Th&E

CD36s& 45/ tH AN, L JDTIsORT 65 A3 A 4 ) Smlo by i ) P s MR B 1 i
AN EAEEARZ 5 CD36RL A (ligand) AHZE G AL A, AR FIRCARICD3645 & 5 2
EANRI 40 M5 Sl k24, [FI CD36 X 3Rk T Az BN A M R 40« I/ MSORIT L& Py 1z
0 M0 55 AK 22 4 3 T T R # HEB IS T RS2 AR S B3 AR - NSRCD36JE R sE fir T
TSRO 1.2, BN S IR Fr4isl. CD36H H H47 12 LR A AL,
LA 43 B 88 000, CD36 |- 55 i 4t I -5 8k £ 1 1 (thrombospondin—1,TSP-1)
() 45 517 4 93-110M115-185 R LR [26], 1M A A AK % i JIE 2% 4 (oxidized low density
lipoprotein,ox-LDL) 45 & A7 3 A7 F-28-93 F1155-183 & FE R4 AHXT 5 g A 5
CD36IM M STtk R 25/ /N 22, J2 S Al 5 5 4 Th AL 3 IR 45 R 3

MCD36 S RLAALE & 5, WL ATIEGE 2 M Al S AL Sk, A PR AU
(reactive oxygen species,ROS). %[ f--xB(nuclear factor kB, NF-kB) /22 %R yH1 R
P (mitogen-activated protein kinase, MAPK)Z5:1271, JLF-CD36 1] 5 2 Bl £ A ¥ it A4 25
try A 2P MG T A% Il K, (HER 2 i kAR T LLIR#ECD36RIE . f W ) —
2% 0 1 A9 2t ok 5 A0 W I 1k 38 B W) B00S B2 AR y(peroxisome proliferator-activated receptor
v,PPARY), A A& FECD36KIE 2 RH B R+, H HAZEARZ A MIE 516 S
ZRE . PPARY R B% 0 J5 5 AL B X 52 44 (retinoid X receptor, RXR)JE i — 5K
RS AR, BETERT-CD36JA 8 LA N PPAR R W TG fF,  |-CD36mRNA%
3, WACD36KIEM S L. 1Mox-LDL P 7 )5 {f /& £ HHPPARyIX 4%l i #9 InCD36%
15, BEMRE 2 fox-LDL#E Am®, HIREIFCHITER, XN ILFEBFRZ eat me signal”. #f
., T i A (HDL) Ui 3L 4 PPA R FR K 11 JA 2 HICD3 652 1A [ 1 F 281,

ZHTAMFURIL, EFRA . JEESE 5IEE R ACD36AH I, HALHI W HE A CD36
23 55BN P 1) 7N J02 T 4 . o 1T LA P 1 40 SR TR CD36 I R A 5 A% 22 ANHLR i 197 7R
(polyunsatruated fatty acids,PUFA)#E Am®Pl,

6 CD365NIEEBIERKR
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6.1 CD365 MR

ML/MEHE AR FICD36 (BEER IV, glycoprotein IV,GP IV) W] LA Hiaifh i) T Y
(purified type I collagen) Ty Ik ML ING 0] ) — R A I N o AL N B2 40 0 )2 52 4
S AT I PR /NS (S P TR HH A B2 T B IR B 7y o AR/ P B2 T 1o FAi i
MRS T HEIRAS, KA TEAH L RIS - WO j 5y o AR X S8, BExt
11 2K S5 RRG B 2 11 CA— PP BE B X GRA T A MM 1o B 155 PN B2 T R T A e e
(R 853 SR 19964F Diaz-Ricart55BEOHIE B T4 24 IV B8 5 1 IRICD3 645 IfiL/MCKY B 1 -
HA B T E AR AR,

MG 28 BLAURI AL B 5%, 1 FLIEANEHAL T BB B IR I = A2 A o6 . A48,
AL /NS D S5 2 3 i 5 103 T AR A IR IR I B AR AT O DR, I R ARk T eI B = IR
IAE A/ INAR s A 18 5 2 TR AH DG OGTR A E R o AR 27 8 A B B I v AR 4 . 9555
BRI VF 2 4 Mo 22 S . 1T oxPCepse/ili A Podrez 2 7E20074F A IR B R E 01, &
Je il I 2 Pl % ELDL I AR A FR R T B, JF FLAETE AR B3G5 T 1) 8 A B ST i AT
7o oxPCcpas!EACD36M m ESEF I ALAE, Zifh T m@BEA L. M7ERER T CD36M]
NSRBI E1 4R CD364 HLASHIAE HIBY,

20084FEChen KZEHF 9T s, 4% 5% T-ox-LDLI, MAPEGINK2FIH b Bt
MKK4Z IR A . 7] I 1 i apoe-/-/IN BUAE A i g MLAEASE Y 5 7R INK BA—FF CD3 61 2k
(49 77 2 I /NP G PR B R AL o 38 b T ot SRC I 3% M 1 41041 T L9 2D INK
oxLDLWFIRI. . S PTIE Y. {2 7n SRC YT IR P T (B R AL JE A\ FynFll Lyn ™ % #% 1
oxLDLIN #B#FH 5 2CD364L . M AEARSMATS Y, i i 25 3 22 N MAPTIBFINK Bl JRC 5K
TR P IV AT DA B e ox LD LI PR I /IR 3 M o T s 300 st A ) B A 380050 Mk i A A
), Chen KEEMIESE T EMARTE BGS FEF,  IL/MRINK R R A0 A2 A CD 36 111321,

CD36.H 7% i FE 5 N 22 S P RE R I, X P30T HLE AR /M B3R IE I A&
BHORX . 5t Zd, AJECD36IWIEFY ik 7309.7 THlExS. R, EAIA
[F120NCD36%E s, LT — AN HA 7713 T EE X R BLS « VART-CD367E %
NBEPI %, KA 3%-8% 1 N Bt 2 i /NMRCD36,  FT LLX Bl 2k £ H A B FR1E
NaKe[Ifh (NaK*) o KZJ90%NaK* [ A /M 6k 2kCD3633, i T-CD362%
K22 &0, FERRINICD362 21 1T g 2 5% Wi I A% XGRS 1R i 1K o
6.2 CD365 hRk I HERE{L (AS)

ASHE R PE RREVERERE . IR (foam cell) J& ASHEHR A5 HoA 2H 272 41 i v
FOAR R R ) T4, A gt g S0 b 1 B2 1 40 R 2 1l 59 o

Endemann G5B9 i A FH 32 18 v B BORUESE T CD36 1l LA 3 oxLDL 1] A& 4 m®
RS R R W CD36%5, Yo 22293 M4 i, 45 AR o 5 ox LDLA ik
PEFI SRR o Af FHHTCD364T A 1] LLFHL T 50%CD365 ox LDL 42 Ml /M AT A 22 v
MMTHPA M . SN, /N EE VR, 293Fh #1545 CD36 )4 M iR i) HIA AL Ak
4hFJLDL . #A T 5 2 532 LD LA ) 75 23 Ath 2 ANl ox LDLAZ 44 (£13E L AL LDL
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ZAKFIFc gamma RI-B2) 1] o

7] N Nozaki SE5EH& H ES YR T N 2 5k 4i B 1) 55 40 i ) CD36 3l 7 ARSI 45 1 T
40% (1) 45 4 AR HLoxLDL, J H.32 HICD36 1] B 7544 N 4541 A7 B U9 3 40 1 1) % %
B36l, L 2 y(interferon—gamma, IFN-y) A] LA AN ZRAS 145 AL CD361) £ 1A - Nakagawa
TEEIBTIT R B, TFN-y£E W B 2471000 UimLIs 2 530/ CD36 % (1 365k, & (17K P W g ik 31
57%, TMIMRNALE30%57), SR 1] Gupta s (A 5T EI A A TEN-y (i 3t FF 05400 20 ik o A il AL AN
ASCIE 3ok 2 B () SR AN, i ELAR X ot 2 P R 11 R R G PR P

b5 R 22 Bt W DXL 7 A HE SR Z IR 55 40 W T R B R AR B, e 1 oA/ W 4
FNTAH 5 HA T TL-1045 5 SR 21 S BEFRI AN BT SAE RN, . VE R [FIH,  Sh KAL) 98 5
53 NIL-1042 At 7 HAh Mt H bR . Rubic TEEHE B,  TL- 1048 i IH [ B2 (1) [ #4128 .
WIS, IL-107EARIRBEA AT N R FEPL ST S e N, TS B4l fuCD361 3k
5. WASRATP4E 4 %412 £ FH AI(ATP-binding cassette transporter A1,ABCAI)Ff1ABCGI ff]
F IR PH 1 B fH [ B AR, ARt BT 10 T LA i JIH ]2 1) s e S0

6.3 CD365BERKIHALE

e L o BB AE 6 A R IR - AN — S8 o R B, IRER AR
LDL/ZAS LS ATS FAH I Aa for PR 221400, KABENR TR (long chain fatty acid,FCFA) j£CD36
() il A (ligand), 4FCFA5CD3645 4 )5, CD36/r FFCFAREA4I .

CD36ANE A] DL i 13 A1 25 3 A A md X ox LDLEREL, 17 H A 2 HDLIY 24k, 4
m®if it CD3645 i oxHDL Ji7, X AN R n] et i AS K AR R 1) — B 41421,

gE LT, SAhKEREREALAE R A . B RILIIAS,  LEIGIR TAE &5t 55180 ik
TFRE RN T Bk B %2 . ) 1A A LAAYE A8 () BB (1 fa e PR 25, A LR )
H O B PRI w2 MR T W R ZAARAEAS T T AR A, ik
ES AIER . CXCL16. CD36/ENARE M, EHMASHE E/EH. IHEXHA
W) ERRC T LA SR 2 (B 45 TAER TR, TEIRIK TAEREAE A« IXFEXTTASCVD
TG B vy ok U, AR ek . sk FER AL PE IR BEPEAE IR A =R
RAERIHRE AL A B S P BE R A I E5 7w DLk 2 0 Sk I R AR ) e A2
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