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To investigate whether CXC ligand 16 ( CXCL16) expressions were controlled by interferorr gamma

(IFN-Y) secreted by the activated T cells and the effect on lipid accumulation in the rat aortic smooth muscle cells (SMC) .

Methods

The cells were grown to confluence and then incubated with different concentration of IFN- Y.

The CXCL16 expression

was identified by reverse transcription polymerase chain reaction ( RT-PCR) ; The effect of IFN-¥ on oxidized low density lipopro-

tein (ox LDL) uptake was identified by high performance liquid chromatography ( HPLC) analysis.

Results The CXCL16

mRNA expression was significantly increased after IFN- ¥ treatment; The rat aortic SMC lipid accumulation after IFN- Y treatment

was increased in treated cells compared with untreated cells.

Conclusion

The T cell cytokine IFN- ¥ induces CXCL16 mRNA

expression in rat aortic SMC and then leads to lipid accumulation in rat aortic SMC.

R, AL T CXC 4K 16( CXC che
mokine ligand 16, CXCL16) 5 25 & % I B2 22 2 TR AN 4
A AR % B HE 85 H (oxidized low density lipoprotein,
ox-LDL) ] 18 K 52 /K ( scavenger receptor that binds
phosphatidylserine and oxidized lipoprotein, SR-PSOX) 7&
[F]—F 8 o Hofnagel 5™ 3 SZ7F 4R 41 55 7% (1 AR
FEL BT WL4E B A CXCL16 Rk, T H CX-
CL16 X} ox-LDL A ERIIZ & MNFRE N, Z 59
JL A T o B AR R, 2 3E B ik 55 A A8 44 ( atherosclero

[k HEA] 2007 10-24 [1&E HHA] 20080225
[EE&WB] #rY B R E4(051)30040)

[MEHBN] B, LU A, &I, FZUE5 7 0 3 ks &
IR HL ] 5 BT A, Ermail 4 yangting1982. 1010@ 163. com. 4% %
M, EARLRIN, 282, L HE T A TN, F BB OB K R A AL
RS BL i) 5 B o

sis, As) TE . ¥ T (interferon-gamma, IFN-Y) 5& 3
FLE T MR EGEE A A G — A R BT
R,y FIEFFE T AN B G0 i 3RS
CXCL16™ . A58 X EM G HAKRMMBWEHA T v
FPOF NS SR AT 7= 8K BB 3= 2 Bk o 6~ T L4
( vascular smooth muscle cell, VSMC) P JE P CXCL16 3
B ARA EB E ARRI FE, TR Y IR R
BIE B CXCL16 F 3R fie 3 41 i Py g i &5 31, ik
MAesE As FITERS K.

1 MR A

il ahrE
W EAT A B E 2 fik VOMC R R 3E 7%, Bl E

1.1



186

ISSN 1007-3949 Chin J Arterioscler, Vol 16, No 3, 2008

MERHMETUE, BRARY, BAERERAEK
WA, FEBKHER 0. 25% k& & % R
B3~ 10 RBEHFTELH. WHRAESF 10% LR
4 7 DMEM % 55 %, 37C.5% C0, B A+ #E
B, ExREFMIOK/LEFEEEM 100 mg/L #E
%, 40 fLK B 80% i B B oA L AL
1.2 HHERREHERNEN CXC B A 16 mRNA
R

LR A E R E ¥ T3 %(0.0. 1.1.10 F1 100
Yo/ L) 47| 5 T 38 L 48 A 45 Bl 5 & 48 h 4 A7 10 Ho/L
Y T3 F AT 40 B A [ B (] (04642448 F2 72 h) 4.
¥ Trizol RA &( LEA T A TEARAF) BIE
YA, 7 Bl 2 B A 4 40 fg & RNA, #% AMV % — &
DNA & RiRF &(LEET A TEARAF) H
BH 4 3 % 3 & cDNA, — 80 C1% % & Ji ( B fm & RNA
EHREFT2 V). RELAA BT RITFE LE
AT A IRARANE A RH AR CXCLI6 X H§
#E4( L# A 5-CCG CCA CTG GGA AAC AAC TA-
3, T4 5-TGC CAC GAG GAA GAA GAC GA-3,
¥ HKE A 172 bp) F1 § £ B Bactin( L3 5°-TCA
GGT CAT CAC TAT CGG CAA-3’, T A 5- AAA
GAA AGG GTG TAA AAC GCA -3, § # K & % 432
bp) TRAETEERN. RAFHN MACHEKRS
min, 94 C& # 30 s~ 60 C(Bactin # 58 C) & % 30 s
T72CH 30 s, 3£ 35 M E R (Bactin A 30 A 1E
H), &G T2 CEM S min. ¥ L KB LI PCR 7~
M4 WL B, 1. 5% TR A6 B8 B R LUk, EB R & R
Ho
1.3 BEREEE NSNS AEEES. jFE B
ElRZFEEREMES S

FHMABERE FEERE PBS 3 &
Ja, Rl R & T W B gl BB 3%, im N 1 mL A 3
KBS GRABRERBHAME 1.5EP #,4°C 1500
y/min % /& 15 min, 3 _EV&, A0 300 ML 48 18 AR K
ZLEE S H, 4°C 3 000 r/min % 2 10 min, BCA & 7| &
& G5, B _EWE 200 UL, fm A 200 ML § & 8 A 47
&, ZMNTE 600 WL, 47, B 500 M EFR, fm 1
mol/L & & 1L 57 B2 % K 100 VL[ % & B & B ( free
cholesterol, FC) |; Bl 500 ML k& &, /m A\ 8.9 mol/L
SEMNAFEAER 100 UL, 50 C kB +#E 2h[ &2
[ &% ( total cholesterol, TC) ] . #r1FE k¢ 1 mL, 347 15
min, B _E B A A4 600 HL, 50 CH£ T, /v 400 L &
B, H,90,: CrO5(2: 1) 40 UL, 5 5 min, A 500 WL IF
TR R RN, 3847, fim 500 BL B2 A, .47 15 min,
B EA AR 300 UL, 50 'CHE T, An ik 30 4 5 7 B

Z.BE (200 80) 400 ML ¥ ##, & % £, J M K 250
nm. KA C-18 4, A8 4°C, J#% 1 ml/min, 250 nm
Ko EA M, BB B LS TE R E &, WATAR A, DL
mg/g MR B 7 H L. 40 N FE [E B2 B5 ( cholesterol
ester, CE) & % TC 5 FC W £, H# i1 & CE % TC
AT & B E 4
1.4 HiZEDHH

£ 47 LA ; ts £or, 4 A HE A student’ ¢
ok, SABHEUBXALHRE T ZH5M. UL
TR ELAIR UP<0.05HEZRHELEM.,

2 &8

2.1 vy FEMNRIEMEERINARAIRENE CXC B
1 16 mRNA RiXHIE M
2.1.1 SR M-FB M S RNA #9323 H
Trizol & HU 5 5 14 7 ¥ UL 4H B /1 52 RNA, HX OD fi
(A260/A280) A 1.8~ 2.0 Z [B] FIFEAS . Bt fIG AR FEL vk
(E 1) KBL, 28S 4 S E 218 18S k4 I 2 £, 4%
WIEM, JoAR T, 5S 2 M. R SR ELA) & RNA
FffAl /b, JC DNA V554, AT H T4 5% & B cDNA .

28S
188

1. RERMENBKERAAAEN S RNA
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