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HatHhk CXCLI6k Xt %vh, ik AR ERAREE S EXARSEG DR, AL A JEiE N 4540 B 3t 8 40,
FEENHTHR AL, BB LG . F CXCLI6KRTF; BOKEFHIRERAEZBELSEZ LN ZHIREEH K
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[ABSTRACT]

on atherosclerosis and CXCL16 expression

Chemokines CXCLI1G

treating w ith fenofibrate or distilled w ater

CXCL16 level

Fenofibrats  Apolipoprotein E;  Knockout

Aim CXCLI16 can be a potential player in atherogenesis

M ice

To mvestigate the effects of Fenofibrate

M ethods A poE knockoutm ice were divided into wo groups depending on
A fter 8 weeks allm ice were euthanized and ELISA was used to detect serum

Aorta paraffin sections were performed with HE slain to observe and analyze atherosclerotic lesion  Ex-

pressions of CXCL16 and CXCR6 were detected by mmunohistochem istry and analyzed by digital quantitative analysis soft

ware RealTme PCR was used to quantify CXCL16 mRNA expression
expression of CXCL16 and CXCR6 were alleviated m fenofbrate group than that m control

was sign ificantly decreased i Fenofbrate group

Results The athersclerotic lesion and the
CXCL16 mRNA expression

Conclusion Fenofbrate attenuated atherosclerosis and dow n-regu la-

ted CXCL16 protein and mRNA expression in ApoE knockout m ice which were independent of its cholesterol low ering

effect
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BEWRIEMA S, ENHE VARG, BILa A 24,
Tt Y (210 R + Q 15 B,
TEafEma; WE TR RS ABAERLE ),
FENRE (n= 13) AL TEENFEE, HEEN
B TEMAY, FI&ERIKE 10 g/LEFR A
R, &HuESER, 8 100mg/kgRE (3% E F
BRERHANE ), RE (n= 2)BHLTEEX
HAGER . T 8B EA KR MK £ fiAT
A EEHFIEF, ABAKT 1R, FiENFAR
T 5 X%,
1L 2 IWAEMZE

KM AR K 12 h & FFHER 3 & IR .
AMBEEEN (3kr/min)Smin 0B E . &
A BT ENL M (UnCel DxC 8004 B 3 4 &
2474 BECKMEN, % B ) 3 1T 1 A A F 3l =2, &
#&: BB E B (total cholestero] TC), B & E g & &
(high density lipoprotein HDL)F (X% Z f8 & & ( low
density lipoproten LDL).
L 3 EFPKFRARHIE

MNERREBELLEEH, # BEREAN T, ET
106 ARG MEEE., ST DU 5k
HARRERANRAFTAKR. RA NRANRET
HHREBM T L4 oF,; EENEHA 82, k5
HTHEEIE, EET R, EEN 4 bm, & 1.
1 4 BHFKCHREERBLDERK/NE

BEREFHRTERERE 8K A B —K#AT
HE &, #MRAXER 35k, SEHGEXER S
XEEMET ( x40)E K, A Motic 6 0% A E
FEE TR G0 BN EF) ik E R R E
T EGEREER FEERE,
15 REBHAKERE

EHRE AR AR K, WA —H
(#L CXCL16%4K, % Z 3mg/l; AF503 R&D systems
F*HE; 71 CXCR6 LMK, K E 1. 50 sc-8527 Santa
Cruz % [ ), FA 5t X A PBSHE & K& —#1, 4C
WEIR. KBWRE, XA - FE e za R0 ¥
IR A& (PV 600342 &4 A 8 LI ), B &
b¥F LCHAHRPZ B, EIRBEH 30min HF
Kk e, DABE €, HE £ %,
L6 ¥EENESPKS CXCLI6K CXCRO6MIFE
ik

a7 & H/NR 3 kT A7 AR CXCL16. CX-
CR6 % EHAMF LB R &5 FHR ( x400) T K
AR 16N BRXERAAXEBE, £
Motic 6 038 %5 [& % B & 547 R G #HAT 447, LKA

& 4 P, 2 S 2 X %5 Z . (mean optical desity
MOD).
L 7 SEEF PCR

BULRB SREFHNEARARTER T E
¥ & B 5 R M ( quantitative ReaFTime polym erase
chain reaction RealT me PCR), M| & /N 2 ik CX-
CL16 mRNA &34,
L 8 BZItZENH

K SPSS 11 S RH#ATHIT 24T, T EH
RRLR H%k BREZE RN, P AR A R R ko A
AR UP<QOHEZERFRITFREN P<
QOAZERAEFRITFEN.

2 £ R

2 1 FERMAEKFEER

PIEL /N B AR B 9 8 R BT A Y, (B A =
b ZE R LR ENE (ARRER). PR T
LU, e DURF4H TC. LDL & HDL /K- Pt 20 A
Frite, BERTREE.

xR L AEEDRAS X RA MBS K FEEE (mmol/L)

& 5 XA (n=9)  ARR IR (n=8) P

TC 27 75 10 81 34 02 10 22 Q 769
LDL 22 16 9. 87 24 37 %6 86 Q 995
HDL 7. 47 £1. 58 & 96 £1. 09 Q 400

2 2 M& CXCL167KFELE

ST ER R KAV T 885, ELIA
EREI /NS CXCL16/K 7, XHHEZHA 118 98 £
8 94 ng/L, B VIFFLA 121 75 39 83 ng/I, 4L
HZERTLEEM (P=0Q 639).
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— IR BTHUE AR, B i IH R AR A4S, B iy mT D0 AE ]
g i IR TR B 54k (B 1) JETE DURR B ik
FERE AL A2 B0 R AH AR R kA2, 2 R/ R 3 ik i e
RIRZHRAR, 3 R/ B 30 ke g Ry L R A 14 g
BHRAR R (B 1), 3R /NRIE AT 4E - s rEpEs.
DR E ) KE I AR AP RAR, TFEAA
PERREAR A e T RRUEL, b B e T B % M TR AL 1)
PUAE, 25 SR DURRH B0 A B B8, Z 7 A B
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FH(P<Q 035 2).

L NRESIFCEA#EFT (HE x40) JERRT IR, A5 e T

& 2 JFE DA S X RAF BB LB R K /DAL

9 4 n ERETH AR (Hm?) BEHTH A (Hm?) BEHLHIAR A i T R
ot HR 4 9 84550 67 148250 25 32836 5 123707 81 Q 4241 f0 2654
AR DURR 6 125517 7 £57835. 38 19980 00 £20219. 65 Q 1677 X0 1450°

aN P< Q05 S5XTHRALLE.

2 4 NENBKEALR CXCLI6 RHEF K CXCR6FRIE & CXCL16M1 CXCROMFHGE LA, IFiE
=0 FIMERIL . 25 R BRdETE TR BN R ZH CXCL16

G {2 Y T T RN R BBk S CX- (0 203 £0 029 L 286 =0 092) & CXCR6
CL16 &t H 52 CXCR6FRIE B (AR AR, (Q 208 10 040t Q 249 0 073)F )% FE )
Bl 2). bR A RS EUE SR ko mi ERIK, BAESIEE L (P< Q 05).

B 2 NREFKS CXCL16( LB ) R/NRERNEKLEL CXCRO(TE ) RBELLFSE ( x400) Ji St B, ey R TR
4, A5 R R4
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2 5 CXCL16mRNA FikHLE:

EHRILF GAPDH E AN Z, i GAPDH mRNA
FIXEKIE CXCL16 mRNA ik &, ISR CX-
CL16 mRNA RIEA A 1, tHE AL DR AR T 06
HZH CXCL16 mRNA (PR IA {5, 45 R oIk N
FFZH CXCL16 mRNA Rk 5 ALK (Q 222 £
Q 189tk 1L 00 £Q 996), BB G it ¥ & X (P <
Q 05).

3 it g

CXCL16 2 1EF KM E T CXC FKER IR
2 —, BA S AT M AT VAT 2> W 0 T P R AR AE
e ABTFTHFNR CXCL16 870 FEH A AT S %
AL EY 45 R BOR, mARTR R IR A poE 2K
MR/ A sBEHuAE CXCL16 K HAZ 4k CXCL6E
Pt LIE, X5 WutgeZ " BT Fe 45 R —3.  CX-
CL167E NZE30 3] Bk A AR A s B B b 1 Bl BH 14 3%
EPY HUR CXCLI6ATRES 5 A IR BT 2. B
AR CXCLI6ARES 5 T AR B IR 2 A
o B, CXCL16 A A &1 K241 Thae, Har i
L5 WE ox-LDL, KRy 4 N4 SRR I 2 &
FRANEAL G 2R (IR 75 18 K 524k (SR-PSOX ).
=, CXCL16 itk R+ K #AE . CXCR6 &
CXCL16ME—[32 4k, CXCL163@ T 5 H 2k 45 & 7T
PR ZEBGS T k4, CXCL16 7 LA 5 4%
[KF XB( nuclear factor KB, NF-KB)K##i i) 3= 2 fik “F-
TE LA H s Y AT AN O R Y, Bk
RERLE TR RSB EAR'"Y. &/E, CXCLI6
ORE I R 7, TT A5 T 9k B0 5 1 5 4 R
MUY, TR T N -V CXCL16 ) 38 A
R T, BT DA S e 4 e B kR AL B K
IR CXCL16RE" "™, i CXCL164k T
SARTE T 40 M SR RG B, SX AN PR IE 2R AT /g 3
T AsHIRRE AaisiEtE. FRF G4 RAL TR
CXCLI16ME A s FH, {H 2 75 2 IR mi Bk /s B 3 # 51
BB H AR R 4518, Aslanian' ' S 4758 CXCL16 1
LDL A2 A0 3 R w4/ B, As I EE, R b$2 H CX-
CLI6E A& gt AR HIEH. HE2, &iE
GakinaZs "' #i& CXCR6A A pok X Bl mit 4 /)N B,
A s, HAEE B3k CXCR6+ T 40 s /b, 481
CXCROXT A STk B2 40 it 1) 55 45 S sl bk J=) 3 4 9% %
FER A BEEH . X—8RIEREAT CXCL165
H 2R CXCR6Z I8 #0 EAE F v] R 7 /2 $3h ik i 1k,
SRS

A FEMEL T AR TURFNT A pok 2= Bl B /1N
RAMLAR /K 7 A ¥ A8, CXCL16 K& H 324k CXCR6%E
LRI . DURERZ Y2 — RN TA BB Ak
PRIEFEY) G T 3248 o (Peroxisam e proliferatoract
vated receptora, PPAR-a) [JBECAK, 2 NI R UEG TIE
SE DURER 29075 18 A [R] B 3 AT Ak ARG o 10 A4 11
KA gEgE ASHERE™ . ARF ARG RERET
A poE AR bR /N BRAE S DURE 100 mg/ (kg d) TFi
8 & BT LA s I 1 i 7K P 35 %of R 4H TG AR, B 22 4K
B ER AT, X485 DuesZ ™ W5
GER—. H b, B DURRXT A pob 2 R m R /1
SR AG 7K~ 2 el B BT 9T 45 SR A — 2, = PR
I BAZ S0 1 g 7K T JE 5 el (1 &5 SRAE AR 72 3 A
B XA R S R AR A A A
It AR R R AR EETE DUREN IR S 4

SN, $27n HAT A pokl ZE Rl mi B /N B A TR AR 15
M LA K S CXCL16 M CXCR6 3R IA [ 52 /& Al 57 T
HRERRTER

AR RS RE RIS VUAF T 8/
A pol Z= (Rl BR /N B A o958 728 72 e 0t HE AH g g, 30
Y BNK IS AR LR A, i — 0 B SR AR o
s THT AR 149 B AL R0 S 3E U DUARF T TR4H /DS B =8 30 ik
A sHEHREUN I ZH B B8/, B n Ak v DR T DLk
A poE ZE R R R /IN BRI A $TRAR . K RIS PR S256 2%
YW I B 4AF 52, PPAR-a 3 3h 77 B A R g 4
P AsER, HAT LA CRP'®!, INF-a £ix'™ >
B BB RAER Y, 3 aT AT 3 L4
A IL-6 NI MK FE T L R SR EOE
9 KRG A 7Rk T . R R g R R
63 DUEF T RSk CXCL16 A1 CXCR6MIE B £
%, T8 CXCL16 mRNA %ik, CXCL16 ¢ H 321k
CXCR6Z 5 AsTE L, JE DUAF R sk CXCL16
S CXCR6KIET] gefe Hpl Asi X —1ERBLE.

W FLR B PPAR -V FIME M ke — K25 %
K& B BT AR LDL 52 4 55 R 5k B /s B8R 2 0 155
SHIATENE CXCL16 7K, i AT I 5 W 41 i s =
W T CXCLI6 FIRIE . TEAH T AR U8 DURR
AL ABIK CXCL168 H & mRNA Rk, H 23,
%A M 2L E] PPAR -a BLEh 773k 14 D14 L3 vl v
P CXCL16/1 52 W, AN [7) 71 & (1 JF 18 U1RE B0 A
PPAR -a 3Bl 7152 15 52 1A L35 AT ¥ 14 CXCL16 7K~F
BRESER TAEFRE— B 5. NF-kBX LS
5 AR % F T R B Rk B R AR K T
(205 e A Ok PR M VR 4 /E F, Lehike %5 Wt 57 3% BH
NF-KB [ 307E & N EWE 4 fie CXCL16 3K 1A Al 424 2
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[, B =] UG AR AT PPAR - 34 30 750 7T DL i #0 #1) NF-
KBfZ 5i&f%, T CXCL16%4"™ . PPAR-a i3
75 PPAR-Y IS 7 AHALE AT DL 6 4 1 5 NF-KB,
S A0 3 bt A ) B 2 558 o PR - R B PR 7 () 3R
&, RAEHFRBT AsHER"™ ", Hikdm] NF-
KB {5 5181 AT fe 2 JE W VURE T CXCL163RIA
B o

B2, HIRILE) CXC KRR T CXCL167E 2 4
W25 AsTE i, A5 RKIAETE TURE AT DL o3
ApoE ZE R BR /N AsTERK, FEIK CXCL16 X H 5%
& CXCRO6ME HRKIE, A RUH K CXCL16 mRNA 1)
Tk, It Haz e FAsr FH AR (E A, TREzhk CX-
CL16 2 CXCR6ZKIA T Re & AR 18 DUFFHT AsHI X —
YE R B o
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