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Aim To investigate imterleukirr 10 (1I-10) affecting chemokine mRNA expression in monocyte- macrophage
Methods  Macrophage was induced by phogrbol myristate acetate ( PMA) forming

The influence

by II-10 on chemokine mRNA expression was observed by reverse transcriptiorr polymerase chain reaction ( RT-PCR) and the nu-

clear factor KB (NF-KB) activation was observed by electrophoretic mobility shift assay (EMSA) .

Results 1I-10 could se-

lectively inhibit monocyte chemoattractant proteirr 1 (MCP-1) and macrophage inflammatory proteirr 5 (MIP-5) mRNA expression.

The effects were in dose- dependent fashion.
icantly inhibit ox-LDL induced NF-KB activation.
sponsible for decreasing MCP-1 and MIP-5 mRNA expression.

However there was no effect on II-8 mRNA expression.

Conclusions

I 10 could also signif-
The inhibition on NF-XB activation induced by I1-10 is re-

The reduction of chemokine expression at the site of atherosclerol-

ic plaque might cut down inflammatory cells recruitment and reduce the plaque further formation.
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B B #.( PMSF) 34 14 B Sigma /A 8] ; Trizol RNA ##4%
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tion, RT-PCR) 5| 47 1 4 & /A 8] & pk; % A [ 77 X 3
Br Rl B F KB X 4k 4% # 8 3 4t | IRDye 700 47
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LFCOR A & 4 o
1.2 SHERZFEREEANGIE

#5.8mg KFEREEMA 1 mL CuSO,(107°
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59 °C, =47 337 bp; -8 ¥ ¥ 5|41 % 5’ -AAG CIT GTG
TGT AAA CAT GAG-3 #1 5°-CI'C GAG TAC AAC AGA
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#E| M A 5 -ATG AAG GTC TCC GTG GCT GCC CTC
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B& bR B Dai £ 7347, F BCA %
MEZEGKRE. BZEE 10 by m X\ 2| 20 UL K
K2R, H # 4 10 mmol/L Tris, 50 mmol/L KClI,
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W B B Bt R LUKk 4 B, fl LIFCOR /2 & 89 Odyssey 20
IEBEREHRTHENELER.
1.7 GitZEaE

SBHEEI AU L. HEEM U T5 BT,
HERA ¢ BE, P<0.05 A HESKITHFE X.

2 &£ R

2.1 SERMBERZAIBNR
TR ) 90 3 241 B PN R B S O 3 e 41 G ) R
SURL( 1) .

o

A B

1 HZ 0 REREMMPEEAMABMIRTTES A
NERRARNL, B OHIRANE, kP 9 RURL (% 1000) -

2.2 BAZYARE . ELRLRARAN R K AR B B AR A RS
wEB 1 .EEMBEXMTHER S REHAMTE 8 mR-
NA BIFRIE

R 4 i #a 4k 2R [ (MCP) 1. MIP-5 & I1-8 mR-
NA FIRIEFEAR M A 5 F M ZEN K 2), K
TR N RIS fe i, Ho Oy ELRR 4R, B A% 20
NREERML(K]D .
2.3 BT E 10 SHRAMMRIA R
EH |.EREEEMER S REMMNTE 8 mRNA

oA

B 1-10 W EE S, MCP-1 mRNA Rk &8
T BRI ] B2 287K 7 (B 3) , MIP-5 mRNA f#13R 1%
R AE T R AR EIBE) , T -8 mRNA FJ3R



CN 43-1262/ R H[E ) fkhEf 24 £ 2007 25 15 B2 13 21

A 32 110 WK EZ IR AN, 518 E KT

4

3

500bp :
300bp MCP-1 (337bp

500bp
300bp MIP-5 (341br
»00bp
300bp

500bp
300bp actir 00by

2. BiZMMRANER | ERMEEEMER S REARKNY
F 8 mRNA 7B EMEAMFEAMBEIIRE 1
N Marker, 29 SAZ40ML, 3 W ELEANML, 4 IR IKANE .

x£1. RiREmELEA . ERMAEMERA S RAMEN
% 8 mRNA 7 B A% 40 B . B Ik 40 B A0SR 5K 40 Bl th B 3R 0k

a4 W MCP-1 MIP-5 -8
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JIE AL A R A 1, Wolfgang 25 % B ox-
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LDL, & i il P9 A o3 58 45, A [ B 2 A J AR 1 B A
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FIFH EMAS SE56#E— 5 IE S 11- 10 G875 &b 30 16
YN PR K7 KB BTG4k, X AT RE 2 T-10 H B2 RF
fik CC Zfa kA7 mRNA 2R RE . M FZEH
BRI A R 1A R B AR, AT B2k 2D 5 W5 4 B e
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RN —ERAEER o [ E IR SEANEYE K IED
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