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mokines and scavenger receptor.

CXCLIG6;

Atherosclerosis ;

tion of smooth muscle cell.

cation and increases uptake of ox-LDL by macrophage which then convert to foam cells.

rence and development of atherosclerosis , angiostenosis and inflammation.

Angiostenosis ;

Inflammation;  Acute Coronary Syndrome

CXC ligand 16 (CXCL16) as a member of the chemokines family can act as the adhesion molecule, Che-
It promotes the adhesion of activated T lymphocytes to endothelial cell and the prolifera-

Besides, it facilitates the aggregation of antigen presenting cells( APC) to the inflammation lo-

It also takes part in the occur-

In conclusion, CXCL16 and its receptor are re-

lated to the occurrence, severity and prognosis of the circulation system disease,such as atherosclerosis, coronary disease,

stroke.

TEEAR Bl K AN S Sl ik A I A8 e 8 BT BUE O
o i A T A5 i LA 0 L IR N R BT Y 1
JRR . shikiEAETE AL (atherosclerosis, As) ML B4
KO A A8 T s A A2 2 R s B AR BRI, H 2
P A, AR SOk CXCLI6 [ SEARRAE 5 B2 2
DIREICIH 5 B ok o A A A P 0 ik 1T 587 3 05 OC 2R 1
AR AN 5 i A — TR 2250

1 CXCL16 REZEERLHMIEEREL

Matloubian %5 3 1 55 38 £k L X6 88 (4 AU &
BT —Fh T 40 DX 2 40 B2 ( dendritic cells, DC)
FBLT 6 240 M 7™ A i L B 7, M AR AR &
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And it may act as a predictor of the occurrence of clinical diseases.

R AR (ELT) 37 CXC ik, )7 51
REFE T 16 P CXC b1 Ifar 4 F CXC &
ALIH F B 4K 16 (CXC ligand 16, CXCLI6) , A CX-
CL16 Ef T 17p13 S YAk, 73 Hr 41K B4 DNA
( complementary DNA | cDNA ) FHHHE ELT Bt 5407
4 ADEERE I A S AL dB | B e 25 IR A d |
PR PR GS M SR R 45 M B, 2 AR R CX-
CL16 &I cDNA ZHR [FIEMER 49% |, #afb bt
BRI L 70% . 5 BE B Shimaoka %6 78 A
BRI W40 i e B T — ol T 9 A R A2 AR S
254 DR, 77T R 30 kDa 1Y 1 B R AR
H , e A AL BRI B G 25 H (oxidizing low densi-
ty lipoprotein, ox-LDL) B 3Z KT L4 & SR-PSOX, 5
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M4k CXCLI6,

CXCLI6 MZ AR AL T 5 3 S0k, 7 K
PSR G BRI FBI A2 ik, Ho 5 CXCL16 A B AE
A NE— Z AR5 SR Hf E HIV A2 4R Bonzo (1Y
STRL33,TYMSTR) f£ & CXCL16 21K, J5 N T Fl i
B Ffir 4 — 2k 44 4 CXC B LR T 24k 6 (CXC
receptor 6, CXCR6) ' CXCLI16 U & 5 45 & 5
A AIFRIE R . CXCLL6 AF S 40 i P8 i A4 & 15
CEAVER, AU L 2 B 40 i R 2 4
J& 2R K A 1Y) 43 24 3O BT 4l M 4h £ 221 CX-
CL16, 383z R FH BT 1 306 % SR il 22 46 2 ek /D> fiff 4
BR-ZEEHE 10 (a disintegrin and metallopro-
tease 10, ADAMI10) 7] Jik /b CXCL16 4 i 7% , 3 H.
ADMA10 Y F K BERS I CXCL16 Ji V&, 3 #f 15 B
ADAMI0 REZLf IR CXCLI16 i H M 20 ity 35 1f B
EIE R AT CXCL16™ |, 454 CXCL16 F% ik
S IE SRR ox-LDL, I BLAT 875 41 1 7 1 10
THEES g 0] i B E, CXCL16 1 i 5 H A2 1K
CXCR6 %4 % %1k CXCR6 fi CD4,CD8 FHYE T 4
J R VR R o A e

2 CXCL16/CXCR6 B4

CXCL16 figf1 Thl A1 Tel 40133k, If H CX-
CR6 T 4HHI7E R AEH LA T 40 b B s '™, if
e 18 T P $2 22 40 L (antigen presenting cells,
APC) 221 , 4% CD19 " B 4Hfifd, CD14 * B4’
CXCL16 FEIERGL PR P IR 52 £ 2 B KGR 1 A0 3l ok o4
R Ab P I g B 35 5 20 2 38 T M R A il 4
AR . CXCL16 mRNA fE263A T 15 35 i sh ik
Pz 200 6 R 5 e P Bz A AR T (interfer-
on, IFN) /5 CXCL16 7EiR45 N AT Iy 2l ik ks # i
AAR 5L W 20 A i 58 TRN AR CXCLL6
- VRA BE S B0 W A0 M ox-LDL 39t R
CXCL16 f#) Northern EJZE40 47 B H: RNA S8 45k
TAE CDIL " 40 M K45 DC, FHBE T 40 g X B8
OGS AR /RE AWML

3  CXCL16/CXCR6 BIAFEHL

3.1 F#H=E

LA IFE TR 3B =+ RS K 2 ( DHA)
AL LA S RE 40 M Y TFN, DHA 40 3 Ji5 B 9 s /0
TP IR CXCL16 fIZIA I As [R gD

il aE il e G AE S RE 3, IE S A F
T L4H B ( smooth muscle cell, SMC) 3235 CXCL16,
aniis IFN-vy . Jili e N S R e ( tumor necrosis factor
o, TNF-a) 1§ Z B (lipopolysaccharides , LPS) X 1%
FE N KT 1 LAE L CXCL16 263k 1Y 52 i 5 & R
IFN-y J& CXCL16 fiz5® (11533, [R] B 1 5 358 ox-
LDL f#HcA %,
3.2 BHYHRENE 18

308 3ol A DG I8l 0 0 590 & B A ML A 2R 18
(interleukin18,1L18) 415 CXCL16 ik 2 MyD88
—IRAK1-IRAK4-TRAF6—c-Src — PI3K— Akt— JNK
—AP-1 38 %, il i PI3K %3k 55 K P8 15 CXCL16
SZRIG MRS, BAMAEBLT CXCL16 A=
X IR T — A8 I RE G & 1(AP-1)
XA D M R A2 AR L A9 CXCL16 T M
PRHEVE WSS P TL-18 38 S i /1N B
T As B R, IR TL-18 JhA7 T T 4 fflid i IFN Fl
CXCL16 ik As'™™)
3.3 #ZEF «B

I BLSA 41 AR Sy bk B 4 20 35 A R
WERH A CXCL16 Y755 38k Je il i RE PR 7B
#E A N F kB ( nuclear factor-kB, NF-kB), P-
38MAPK, t& B A (proteinkinase A, PKA) i e
BT, CXCLI6 Hl¥4 S #0067 NF-xB, i 5 = &
& G # H/PI3K/PDK-1/Akt/IKK/IkB % 5 NF-kB
WA Y TNF-o 2235 ATMT{E CXCL16 3 i1 20 i [1] 119
B SMC 4 T
3.4 ERAERER

4 I 24 H 2 (all-trans retinoic acid, ATRA) 7F
NERLAZ A LA B 2 IS i CXCL16 mRNA 3%
ik, LA T A 2 T 3 e 9 W SR A T 8 £ B
YL MY CXCL16 R, X AR 7E N FA%
£ i 24 P RS2 AR5 B R0 D8 55, 3R L B IR AR 5 7
1 CXCLI16 1845 [ 9 5 Hh = Al 1 A2
3.5 RBFPEER

FH IR e 208 (homocysteine , Hey ) B3 P4 Bz 21
JfafE R B 38 CXCL16 mRNA Fl14E F1 %34, Hey #
BLREAS P Bz ARSI ox-LDL AR, 25 [ U e 4
FRfiE 18 CXCLI6, 8 2 W 7E /) PPAR-y HKHHL =
FHHE I CXCR6 * Ik L A4H A 2R A TR IS R, iX A CX-
CL16 A[AETE Hey FEE As BOIE LRI & Y
3.6 HEZHE B CDA0 HLik Wi RNA &4 poly
(1) « poly(C)

LPS JE—Fh A3 DC 1G5, BUIE i i 5t LPS
SEENE ISR ELZE DC 5 A5 CXCL16 ik, 176 11 5
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poly (1) + poly(C)—KJF CXCL16 7E T [X ik ik
I TERATREE B % . [FFERYE DC 1Y CXCl6 i
UL T 25 7 BRA HICHE ik Cb40, R CXCL16
FE DC P SEA R IR S AE A 0T 198, (A% 5 240 e
N T HR APCH

4 CXCL16 BIfRIE IR ThRE S BBk A TE{L

4.1 {REHLmBaE I Fh B

CXCL16 % CXCR6 ik PH Vi) 20 il A & 6 B
S HRE5 A7 CXCL16 5 5 2% [ PH A R 22 G B
P20 0 6 BFE AT AR Y R CXBC R N B R
51315 CX3CR1 MAHIATT 2 CX3CRI1 P85 {5 5 5%
ool & A Z PO —FE CXCL16 X3k CXCR6 1)
YA FERN TR DhEE . Rl CXCL16 & —Fh AN
W5 | T 40 A NKT 40 %) DC [F] i b Sl 5
DC % B 9 2 5 4y 712, Sl ad HT CXCL16 Al
CXCR6 i A4 AT BH KT 5% 248 i 7 26 BT, & 7R CXCL16
YT LA A0 LA P A0 AR R A EAE L T
INATERI As Hilid CXCL16 Fak iy, {2 7 5.
A0 1) A 2 A A B BT I A 0 As AOTE AR
4.2 {EBtAL4HARIGIE

SMC (385 5 P B8 RN As TE R 06, IF2 5
PSR G F e A v, I LA P A A 5 K B
FAENLEF 4 CXCL16 F1 CXCR6 355, CX-
CL16 S SRR A= 0 AR HE UL P P2 e E 40 3, H
ZAMLIA FR A T 22 IR P v ok A0 i N T D )
WELA, HE—2 98 & B CXCLI6 MYk = T80 T
P ILIA] AN TR] B4 200 R 7 R A R - Y s | X SB ]
TIPS EH T i FRB MW, 78 CXCL16 Bl
¢4 B2 16 LA B Py T TR RE BT 44k, T T 40T
AEIEF 3 (T-cell activation-3) Al MCP-1( monocyte che-
moattractant protein-1) mRNA A% T 87 4= AU f]L, i Fil %
K RF Bl (' transforming growth factor-B1) FKEH
X, XUEHREI CXCL16 235 2 LA M F A8 i e s
S Rl kH EA R VAT -2 S
4.3 1EAFEXRZHEZIEER

NHH CXCL16 #8315 REAE 7 160 A 40 T 1k
I L TNF-o 19363574 76 W40+ CXCL16
2T+ T ox-LDL 1 HDL f4 PN 76 A6 0 E [ 2 %) g i,
XUEERS ) RS ADAMI0 Y325k, S 8U/E R
2558 CXCL16 fLeskik, EWg4ifil CXCL16 fk
BEBHLAS T ox-LDL 755 A 4t 3h Jik oy B 1 Ak 3 [ ) I
P BRI 45 S &A% E K AT(ABCAL) (G1 Fiizk
fEFEH E (apolipoprotein E, ApoE) , BiB] CXCL16 1E

K R AL VAT As 1R,
4.4 RFHRIE R

EURAAE T RS As B RE KRS
YIMHX, CXCL16 F1 CXCR6 1 AH H.AE H 75 14 32 ik
ELZH 213 DC TS Tem 400 52 1% Hr K o1 & 48 20
S5 200 8 . TEM 20 i S 07 H b B A
CXCL16/CXCR6 TE H 4K 7 14 T ( natural killer T,
NKT) 2 Ji 1% Ak 18 45 H A4 o1 i b s & 22 4
FA7 Lehrke 38 141 500 FAH G 254 % LS 5L As
S ARE P 15 5 FE 7 N A B W 40 i 35 S CXCL16 %
ik I E AT CXCLL6 7K g B4 it K 46
SEPEfG IS K5 — g &R, AT R AE P — 20y
A CXCL16 7K 5 el AR Sl ik sk A A Ak S 2 ek
R B Bk 25 A1 (acute coronary syndrome, ACS) Jii 57,
A3 I ol P AH G 32 A BEL T ) 45 0k, R B
LPS-TLR-NOX4-AP-1 {5*53# #%/5 5 CXCR6 ik T
SNKE- 1 LA, 3% 28] CXCL16-CXCR6 %l fE7E
As BIRHLEEH R E S A2 R g
4.5 BSEHPRBEHEL TR A0IE RIS
4.5.1 R L5 FHRBAEEAY LI TIER Yi
50 SE N ApoE Bl H /DN BRS8N ok AR AR AL AT A
5T K B8 CXCL16 3 B A A Je Fir i 35 0 o 32 e
N5 WMPEHL, Galkina 257" 1 1 X} CXCR6GFP/
GFP/ApoE ™"~ /INEBIFSE & IAE 32 30 Bk B 4 CXCR6
ML A 43 LIS s 5 As B L . CXCR6 5
CXCR6 * Mk LA i R AE B As gl BkBEAS 5, TN
i CXCR6 38 1 fiE i T 240 A U1 S5 R 1 5 44 ff 2R 4 )
BKEERALHE As,
4.5.2 AAZEMFEARRTSIHRBAFZLF
TR E £ Z XF 204 BIEKHE R %
B CXCL16 [ A181V i 3L Z A M 51 hs-
CRP /K FAHZE, A 254 3 P 1] BB S 5 MUK RAE S
B KA KR, Bt %t 244 4 50 Bk AL RE AL o XU
153 ZToH R R E R 167 44 4 R RS
) PCR-RFLP ¥l %2 B CXCL16 75 3 bk ok FE A Ak
U] BT E {2 CXCL16 A181V [ 5L K Bl 3 A
I R 3 = 25 1) OGO W 22 S A AR SN
A RE S E PG 2 DU N KA ACS BIBRST fE I R K
I E bR B o AR R A S LV AR IR R 5
AR BB 2E R WURESE S 55 — K 252 PTCA 3204
AJEHR AE BAR /A G, CXCL16 K A 1 4 X
75 5500 LA BB S5 5 N 38 ses bR sl ik B 78 A ok
LR B ik 5 AR s ARG A 1) VAR R R 5l
AT E I 2 CXCL16 #a kAR B Al R
SF DXL AR S R A% X L Ty R kS e e R Y, R AR
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A& H80,H85,K105 i 54 /il CXCL16 W fff 7 I ox-
LDL FHAN B , 3¢ — DX 35 A4 Jr 7 ) i AR 2 56 19 A 200 if
FHB AR B 2 AT 2 TR 5 A8 ) i A R 5 B ) U
/b CXCL16 W ZHB G M, LI CXCLI6 #afk ik 3k A%
BIETRIRIERAENT As FAERPY

4.5.3 K5 3Bk AE AL s R IE Smith
ZEDT S X 40 RS E RO B0 N 40 PEANER E T
DGR RS 20 A0 BEAL /AT HL A5 0 097 AR
H M CXCLI6 KV £, IF HAK ) & 3 el 7T
(20mg, Qd) il =5 71 52t P FE A AT (80 mg, Qd) 7 6
A HIEIT TH AR CXCL16 7K, M A S 7] %5 P
CXCL16 AYAE R —A> 955 b i Py [F] B i S W 7E 1
RIETRAE 5 As A, INIEEXT 55 A2 W R ACS
FRRE OB R A S B & BRIV Rl i CXCLL6
JKPAE ACS S 31 e 2P S T C RO EE 1
AR R A P bR 4, 1L TP CXCL16 57
AR B ok B 2% 7™ FE B AR A 567 Huang %57 1E
1176 3 509 HB 25 11 850 {37 Xof BR U 191 5 ok 2% 5% %
HRAY A AT M CXCL16 28 00928 il I 187 B
YA A HTAE CXCL16 N HAN A H IR Z A1k
FGEE Lo fe B P 1Y) 5C R 2 B 13744700 K K A3 4 7
o AL RN R A 3 25 %, RN T RAZIRAH L GG
a4 T A 8 RO R KUK, Jansson SN0 X
1351 ZZWih ACS KA 81 J A f5 & HLAE
ACS B3 ,24 /NN RS9 CXCL16 /K53 T
HA G R G W AR TR A 56, 71 49 4>
HBRE DT JE A 53 5 & B ACS S35 CXCL16 Al i
T S 2 5 P RO B SO AE AR BE, Tan 4514 £
TEXT 616 fr e 0o A 2 AT Bifi 15 I8 A 2 IR =5 1l
J CXCL16 5k A i KU A ¢

5 & &

Rtafb N BB E R — 5
CXCL16 , HA S A 18 R0 n] 75 BAA B e Ak, 3 it 3]
AIF ST B RE 9 15 240 6 266 B 0 08 40 398 2 90 A 40
JLTE B B i Ji2 7 452 5 0 50 ok ks R R Ak 9 72 1 T
JS % U G L A5 05 1) A A I PRE 5 % B
CXCL16 Z 535090 M4 b it & A v, OFRe AN
2P TEIR B kA A B 0k 37 T R, 5 G AT
TR R AR X, TRE R S B AR
JE PSR AE BRI R, (AR BB A 1 AR A
AR 5P 1) 5C R 5 RAE PR F 8] 1) )8 4 55
B BEAL AT AR 58 218 2, W% CXCL16 53¢
BRI 4G B 25 A SC Mk I A T, TR G

WA 58 R A SR ok I HL i B A AL
i, S IBUR H BRI W A7 AR AT 1A
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