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[ABSTRACT] Ain

(MCP-1) m activated hum an umbilical vein endothelial cells(HUVEC),

(CCR2) gene m hum an monocyte cell lme THP-1 cells

Resveratro] A therosclerosis Chemokine Receptor M onocyte Chemoattractant Protein-; Chemotaxis

To investigate the effect of resveratrol on the secretion of monocyte chemoattractant protein-1

and the expression of CC chen ok ne receptor 2

M ethods The expression level of CCR2 gene w as m easured

by sem iquantitative reverse expression polym erase-chain reaction in THP-1 cells HUVEC were activated w ith tumor necro-

sis factor-a after preincubation of resveratrol

vestigated by enzym e lnked mmunosorbent assay

increased w ith the dosage of resveratrol( 1 Pmol/I,

Then the secretion ofM CP-1 i the cultivate supematant of HUVEC was in-
Results The expression of CCR2 gene was mnhibited by 10 Hmol/
L and 50 Umol/L resveratrol mmonocyte (Q 19 £0 02 and @ 06 =0 02 vsQ 73 20 15 P < Q O1).
10 Pmol/L and 50 Pmol/I, P < Q 01).

The nhibition was
The secretion of M CP-1

protein in activated HUVEC was suppressed by 10 Bmol/L and 50 Hmol/L resveratrol (9 663 33 £927. 38 ng/L and 2

822 17 £472 47 ng/L vs 16 595 67 £1 667 39 ng/L, P< Q 01).

dosage of resveratrol(P < Q 01).
suppress the secretion ofM CP-1 i activated HUVEC

suppress chem otaxis of mononuclear cells

K FERELL (atherosclerosis A s)# N A& —
BRI e B s i — R T, B
AL E I 1(monocyte chemoattractant protein-1, M CP-
) RHEFEM )%k CCRBIEF 214 2(CC

(Wi HEA]  2009-08-02 [fEEIBHEA] 2009-10-06
[EE€TE ] DAEREEMAES mES DAERE AT
THWH (WKJ2005-2-017). #E & H HE AR Z A& X B WA
(Z0516069)

[MEZ @] KM, BATEEIN, #d2, WL 54 S, Emailhy
pl1755Q 126 cano PLFHKE, BF 55 77 M) A 3 ok 6 #°F 8 4k T TUI6 97
T2, B 9C T 1R D 30k O R B AL T TR T o

The suppression was enhanced w ith the mncreased

Conclusion Resveratrol can inhbit the expression of CCR2 gene in THP-1 cell and
Both effects are in a dose-dependentm anner which may actively

Ttmay contrbute to resveratrol’ s antiatherosclerosis effects
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BBk M B2 48 B ( human umbilical vein endothelial
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FEH W E £ E Cascade BioAEl; R AEHEPE B,
ZHETHYE%E Signa/d &; TR Izl RNA £ Bl
KA E £ E Invitogen /2 8; # 2 % RT-PCR & 7|
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R4 fvE ), 37C. %o CO, HHFF R, & 2~ 3K
BR 1K, EEBEEEREAE 100~ 10 /L. HUVEC
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MO RNA % B, ODyomo A 1 8~ 2 Q 51
RNA 4 E 3% . B 2 Mg & RNA bR, #4718 %
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ADNA =47 1 BL 4 #E AR # 1T PCR ¥ ¥ B 89 | ¥,
CCR2E W B 47 5| % L% 5° - ATG CTG TCC ACA
TCT CGT TCT CG-3’, Ti# 5” “TTA TAA ACC AGC
CGA GAC TTC CTG C-3’; A% GAPDH £ FH 5|41+
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23| TNF-a #3405 MCP-12r W8] B34, NIEH K
355 (P<Q01). MAELHAZESERE 2hEH
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