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TOr 0 WeeKks.  1Ne levels O Toral plasma nomocysteme were measureda Dy Nign periormance 1quid cnromarograpny and e expres.
sion of monocyte chemoattractant proteirr 1 on coronary endothelial artery cells of rats was detected by immunohistochemistry.

Results A higlrmethionine diet for 6 weeks induced hyperhomocysteinemia. ~ The plasma homocysteine level was significantly
higher in rats of High methionine group than in rats of Control group(P< 0.01), and the expression of monocyte chemoattractant
proteirr 1 in coronary endothelial artery cells was also stronger.  During supplementation of folate, normalization of homocysteine
levels was accompanied by a marked reduction of monocyte chemoattractant proteir 1 expression in coronary endothelial artery cells
in rats of High methionine+ folate group( P< 0. 01), however, there were no significant differences in the plasma homocysteine
and the expression of monocyte chemoattractant proteirr1 in coronary endothelial artery cells between the Control group and the
High cysteine group. Conclusions  Hyperhomocysteinemia may play an important role in atherogenesis of coronary artery via

stimulation of monocyte chemoattractant proteirr 1 expression in the coronary endothelial artery cells.
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Lo R ( &I HR 7 029, coronary artery disease, CAD) 1]
KAHAT TIRN T, AN HHey 5 CAD B
AR, & H— MR . {3 HHey 5
CAD HINLEI I ANIE 4. CAD 97 B 250 35 2 Al 2 7l
RN Bk kA . B AT 78N A, 3l ik s 1 B AL
(atherosclerosis, As) #& — /M8 14 2ME L #2, N R 40
ThREFI; & T BURAE N Y SR BN 3811, 12 fa K Rl R
YERS Z Fhdi g I8 7 0 o Rk I 1 As [ 33
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BB Bk A R 40 3 3 MCP-1"", {85 2 ik g Bz
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Me) T 2232 MCP-1 3589 RS, Pt A28 4 1 R LA 5% 3C
BRIRIE . BTSN G I8 AR AR 22 5, DL JCBR
154 5% HHey R 30K N B2 40 B R 75 MCP1 ) 45
FRIAREARTE e IR B ik A Bz 40 J i A LR 2R 52, A
WHFT & 7E AR A S256 # E H %, 72 K B HH ey #5272
R AL EE As R0 8 R e IR 30 ik ) A 32 R
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CAD HJ AT BEMLH]

1 #RA7EE

IHHMEFERFI SN
6~ 8 JE 1 SD( Sprague- Dawley) A R, & % &
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1#HSD AR 24 B, KE 120 £20 ¢, ¥ H HEAL
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(0.34%) N EFE A A B EEARK A H, 'L
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MCP1 &35 & & B A5 FH.
1.3 M3 Z2REZMRENE
SD A REHR EREAR 6 A5, Fs#efkck m 2
mL, 2% EDTA #0%, T 4 CLL 3 ke/min & /% 10 min 4
Bm¥, T-20CAR &/ MABRKAEEEK
HamENEARDEEERFLRERKE. KA
Waters515 W& 4 & # &, Waters717 B 51 # & %, Wa-
tersd74 = 7% KA M 2, C18 K 1 £ 3 £ ODS Hy-
persil 5 Bm, 125 x 4.6 mm. # A& 447 K F % 0 & ¥
B, W 1.2 ml/min , 5B AT 18] 8 mine 7 AR | 25
BAR KK 385 nm, & 5T H K 515 nm. A A A1
FEEHY 0. 07 mol/L BER Z 4 i (pH 4. 0) « % Jl Mil-
lennium 32 AT LI 4 R
1.4 KERERKRskEEHRUFLRE
SD A R & 10% 7K & SVES Bk B | 370 51 7% ok ifn AC
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B R EMERTREEEE 47 H 0.3%H,0,- F
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MCP1 ¥ % ¥ 1% —#1( 1: 80), 4 ‘Cuk 4 3 % ¥ & ; PBS
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PBS RE&E—FEZ axt B, N ErEHFLEL
AR MAETAFERETHNEFEM, UT
WA B ER A AKECRET VHE
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ANIE N ER T DL D i B A R IR B B B Hey F+
Bio TMEEREE R 7. 3 1. 5 Mmol/L) 5 X} B8 41 1
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Tt AR BIK A B 240 M )RR R 1, X — S R H R
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MCP1 f1235", SR 1M &7 HHey 25 & W SCHkR
o T LR, KRB FE Je 57 HHey SIALAL, 4R
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HHey 37 R 20 ik P9 5z 451473 1 AT BEATL 1 o

A, KRG TREZARKE 6 AE1ES
HHey 5 EHREHIKERE BEN, R ARRKE
BAVE ST, RIBT A 78R 5, HHey 7K°F B E
P&, HHey 5 SRk N 57 41 B 3k MCP1 X A4
FART AR BT 0. B R 4EA: R (44 &K BI2. 4
A BOVIHER) 2 [F] 2 2 Jh 2 R A U Hp 0 2 1Y) 4 B
BRI F o ASHIF FEAIE SE 4D 78 I R 7 B ARG I S [ 284 = B
B 7K [R B, 92 35 PR IR T HHey 55 1K B
ARBBK N B IE MCP1 7K F o X FIA 23 808 B T
i am g B R R M EREAR S EEER
SCLASL, TTREIE I ER A B (P A o
MCP1 fE1EH Il & B vh JL P R W3Rk, HAE MLE N
R 20 B & A 0 B3 R AE I BE 4 i 3 0K 3
I, B HHey & 75 S0 R 2 ik 56 4 158 40 1) 25087 2
ARy AR B A A I P B B 8 98 E S B, i dE it
N R 2R3k MCP1 ()& AT OS2I, e R 30
ik ke Aof R A i = B A R A A R AL AT R S A T
BT, Ehesc . R R, &4 MCP1 Rik
TERIFIRAL L EET, ERifER) ZRAHE, Ak
5 As FIRAER N KIS ER K.

GhE U AW T A5 R, HE HHey 1] BE 218
15 Ttk B ik P9 Rz 41 B 3R 0k MCP1 38 m, A &
B AN BB RS Ak, T S B AR B Rk S A B
R R &S Y CAD.
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