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2l ik AL TE 1 (atherosclerosis, AS) J2 U N L4545 975 1) 975
FREEAL , JEHIE 9T 000 1M A8 500 A AR AL A S AR R Ty I6YT
IR M FE0E 1 . HrE RIS U 232 W ey [ 2 2 I 2R 1f.
% (hyperhomocysteinemia , HHey) & 3 80 ik s A5 £l £k 147 A4 2l
SEAE R P2, WA B 96 HHey 5 1 (6 3h ks AR A Akt
T AN I B SRR ) . R SRR IR SE A B
AT LA U AL G f o BBl - AN B A ASP ), {H2 3l 25
RE X HHey S50MAE Sh bk s A AL FR AL 55 b — B AP T
HATRERIMLE R 47 ASCXHZS) HHey 5 AS ) E Rk
WEATEERIIGT , TR 328 Bk HHey KL BEHLN , 47 a2 shx)
HHey B AS #5200,

1 FEE BN F T

[F) B2 e 24 R (homocysteine , Hey ) JE A PN 28 Z( B2 1 C it
A AR SR P AL 5 T R A B R ) =), 25 1 5k
AR SR . Hey B FEAUHER s : O 4k
W ERAR A EER T A R AR ; Qb
T A MR N o B T IR 3% Hey FER N 2220 K1 5
OFCEN AN

Hey AN AR BT T 20 Fho i 203610 |, (H 2 m LA R 20
R D 2 BRI T B o TE R BRI AT LUA U Hey , 3
I e T8 R 2 5—15wmol/L, 40 5 1M 2 Hey ¥ 5 6 1
15wmol/L, 38 % #¢ A M J& HHey, 638 AR, K44
5%—1%W) NATAE HHey , #4218 Hey I3 W BE A TR, o] 29
12 FF (16—30pmol/L) . H ¥ (30—100wmol/L) Fl T B (K T
100pwmol/L)P~,

2 HHcy BEhBkBEHREL FIHLH

£ 1976 4, Wilcken™ 5 UCARIE 1 AR 20 o 42 ) f8.34 1L
SRR e 2 R K-8 i T . R IBFR R, —
SERNAFAEAL G 1 FE 18 5 2 (N vy I Hs o g IURE A PR L T
S A et o5 S 3 A P B HHey o5 — 8 LU, AR 0
FHHE NI . Armesen ZEUHFGY R B, 56800 B ALK Hey

IR 5 5 TR 4 I Hey 7K DU et o AR X F
PESER . Boushey S5 G485 T ZIUFFE A5 R /R, Hey 5715
Spumol/L, 7 U9 1Y) i 5 Pk 38 0 1.5 fi% . Nielsen S5"H5 25 T
15000 44 1A 2c, % B HHey #5856 O 1 fE 2% Hey 7KF-TE
o SR PR I A 5 AR SE Hey J&— 0BT (19 30 ik ok
FERE AL N e R o
2.1 WRECEEEIER

TN B T RERRLAG B AS 5 2 N B 03 B 52 22 1) 2l 28516
IR o [F]2R  Je 2 R v 5| 3 1 B 2 ML 452473 , Tsai 55 R B,
0.1mmol/L 1 Tmmol/L [ B4~} b 2 I 095 7 45 77 19 I # ik 14
FZ A DNA A5 1053 5 T B 2591 75% . PRAMS230UEW] , HH-
cy T LA A B A0 10 P 304 58, 75 5 A0 B 00 M O T R BE ,
RPN B M 14 1055 5T SR D RE S 800L . [R] IS , Hey AT LA ] 11
SRR 98D S0 I S5 ) A B AL A endothelial progeni—
tor cells, EPCs)BUt, #1| EPCs #8458 1T A% 2k I FAMAS M il 45
A RRE M, F TN B A B 52 22 A1 sl 251, S 0N B
ThReRsis. HARERE LT i :

AR FAEAL NI, Hey AT A2 E N 2 40 A 43105 178 240 A
Zh 4 1 —I(vascular cell adhesion molecule-1, VCAM-1),
E-i%$8 K (E-selectin)"> " 41 ifa [1] 25 ¥ 437 — 1 (intercellular
adhesion molecule—1, ICAM-1)"", P-3% & Z (P—selectin) ™',
B1-%& A2 ( B 1—integrin) " [ 41l Jifg = —8(interlukin-8,
11.—8) Fl A% 41 i #4 Ak 25 11— 1(monocyte  chemoattractant pro—
tein, MCP-1)55"" R 731 VAL R 7, 2 — 20524 T Al Fl
R IES 3t N (eSS VAR i) VA L M
R D S R TE 45 8 B8 T BAALE T Bk B B R, A
SR A T 7 A A R, A AR A A A A
Y- OH 55, Ji ) 1 BN Bt A A BE =S, BB T A i
SERENE [ IR FT DL ZORIAR DNA, 3804 2 40 i D g ek
B AET A .

QP J5T W 738, IS A BB I) 2R e 2 R PTG A 55 7 14 1
N B A, 5 R PN 5T I PN B SR DT R R A TR
W% (unfolded protein response, UPR) , 52 PN JiT ) 1 54 17 225
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FEIR GRP78/BiP \RTP Fl Herp ZRIEHE I, 5 | L 4H H T g e
fitto

G THL AN L-K5 54 BR/NOS/NO 3842, 1M Hey He 5 5 1M
ERPIRER B . SR T R I, Hey 9 N Kz 20
MaA B — % AL E (nitrous oxide, NO)FFALHE HFFAR , A9
T T B 4 &7 kB S .

@YCAE N Rz A B i B DR 358 S S AN MR T Ay
Hey 7K (4 FF 5 AT 75 5 2 1K 580 ~-DNA 1 495175 5 2 1] 153
(growth
GADDI153)Fl T 4 JI AL T-AH G HE R 51(T—cell death—associat—
ed gene 51, TDAGS51)5FEE AFRIAD, 30N K MR T
2.2 fREHEMAE - LA B A

IS JIL200 L8 B s Pk oS A e A K 2E R T sk R v
HATE AR, [F) B e 22 T DA B B g ot - Y L4
OS5, A SET- LA AR S A AR . Hey TSI WL
21 PR 200 A BT 00 2 P A5 R R el 1N, 5 T L DT AN Attt A
Sy S8 AR ET-YE LA AR G AR . AR R B sh kO v g
T A 85 R I A 0. Tmmol/1L [7) 75 2 e e 15 v 290 i J0 340 2
9 D1 FIZH AR 51 2R 1 A B mRNA FEIAB4 0, 400 DNA & 1
4l 25% SN Tmmol/L [R] 72 e 2002 , Wi DNA 5 Bl
4545 . BROGEREPHGE , [R] R e 2R AT 75 5 fos 88 HE K]
FRIVZAH 6 15 2 1 ede—2 B R 3R 1k, A2 1 1 A5 SF- Vi JLAM f
JAHI GO 1 10) S HAFG Ak, 51 2 - v WLA0 a3 5 , AR 2F T Sl
SRR R A
23 UG E AN /T A

FAAZE 20 0L i) S IR ) 2R A S Bl bk 0 R A R ) G
PR, AT T E 2R EE TS5, MCP-1
B E A — Rl . WFSE R Hey AT LLAE THP-1 44
it 28 A0 JEAT B 21 i 5] A MCP—1 1 T8 ) 3 15 1 43 0%
3= P, Hey 30 0T DL 98 BA 4% 41 i 2% 1 719 MCP-1 32 {4
CCR2 33k, CCR2 AT L5 MCP-1 25 45 K5 5 A% 41 it 55 45 5]
MCP-1 % 3 BT, A IR T 4 B A% 40 A A/
Wt 240t 4 9% R 1 VR TR A B i . 2 R
B PR 28 S LA 2 5 ks A s A - T S AR 11 2 Sk
G I N Y F A BT . B JRAY ) Hey 76 Fe' 5l Cu™ AL AR
R, S RS IS E F1(LDL). Hey 38 A LIRS fin LDL A5
A, 38 T 5 4 G 37 1 2 A R A P AU % 2 R 2 11 4
BN B 221V g SRR, AT o 94 A< 240 Jf P T

Hey A8 PEVE FA X T 5K B 40 i A7 — 52 451403 , Hey BT LA
1L 151K caspases B 1%, S 2 PARP 25 411 il PN 1Y 55 22 46 11 9
B, &k AP T, R B) Dawson ZE A58 2 B, Hey AT LA
AL T LA, b 35 Thi 40 A2 B R, AT 58K
IFN-y IL-2 TNF- o 8 SR PEAHM N 5 AR 1S 2, N s R
SiE TN A8 1E S K TR A s A 0 e

arrest—and  DNA  damage—inducible gene 153,

2.4 A5 ET 2 A R I O

5 % R Hoy S5 % 8 A0 i 2 0 A 2T 20 40 e 114 Je i
B BT AW 5 I A R S5 A B3R T I RE 1) T A Y
0.1-1.0mmol/L ¥ Ji ) Hey 7 i 5 & K AL £F 4 41 i [H]-
W42 IR 8 A BN 45% . 50% .93% (P<0.5) , {35 32 Jit o e
SRR A N 33%—79% . [RIE Hey 530000 U 2560 mT
VLS S 2R O i 5 5 S S A A R B B R DU A
GO sty | 1K e RN S L
2.5 EFELEE /BT

Hey S840 7 138 Hh it /INB P B , e VR4 D9 8 1t FR 2T
VoA T s ko A A AR ML A I AR RS
Hey AT LASE I ADP 375 5 (14 1 /INBR SR 45 328 i ZH 2L 1R 1 (1 3%
PE, S BEINL TV XI5 . 55— 7T, Hey Af LU I HTEE L
fif 1M (antithrombin IT1, AT-IIN)-5 PN fZ 40 W54, IS N
Rz 29060 2 TR PR 25 2 11 2 AT AT AR A R, il 1
AT-IL P HTEETE P 38 0] LA 21 5 BE 1 |, FRARALIAR 2T i
BE 77, T SO LASEE M /BRI A , LR I 1 22 A2

3 EE15Hcey

B SCHRIRIE R IZE S5 Hey X RIDFFERD, F5
R TIB S AR ABEMLSE Hey BISEIR . 04 ROBIFSE 25 51
MR P, 12 85 Hey M EIE R RRAERE . —LLf
A5 2 TR e 7K S B4 B AR T Bl B2 B 28 B R 1l 2% Hey ¥ FE
ARG , (H 2t A7 — B HR A TIE A2 sh AR 2 i 2% Hey /K,
HE S UM Hey a4
31 AMERSRAEIZShE HHey

VFZ 5T % BRI Hey 7K B8 2 Sk w5 2 8
BN . iz gl $ e B M A, o il rh iR
) Hey KSE-38 00, 9 FLTEIZ 85 B0 N AT SR DR R K-
Gelecek N 255 1 68 44 7 JE & BB 4320 52 A 6 J&] 19 S0 AW 15
SR Az SR A FN 25, X B2 sl i 2K Hey 22
AR EIRER o & BRI i 2 v ARz ol s B 20 i 3% Hey 3
e B SN R gL R0 [ | LD AN [ 2 gl AR i
H Hey HDL T = PR JC i &AMk . 25 R IIAR i ST
oz S5 2K Hey 380, ARSI 258 82 shai & T &
AR . DR B A R B RN SR RN 1 A ik S
1M13% Hey 7K3F- Duncan 58P 38 M2K Hey 7K F-AE A AL TS &
Z025 JE S8R B (65%— 7% K028 ) A T W25,
AR AEARAT R (45%—55% KoL 2R) A TN SRJ5 A i 3
B0, Herrmann M 25758 13 % 100 44 K 32 3) 51 (hhiniz
7J1,10000m 41, 12000m 1113 A 4728 ) WWFFES SR GET T
AN R 2k F732 st i 2K Hey 75 B (152, & 032 81 5
IM12% Hey 7KF-HA AR R, b S5z H 2
SR 2 shaR A B YIOC R 1 B 5328 Sl ) A G
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B AT Hey ZKF- SR FRFIMIRAEAE R B XK
3.2 B8 RIS s HHey B R

FUEEA R 38 s T LI O IS 05 B 9 2R AN BE T
R IRT , 538 8 v RS YO LA B A2 1 AT A R T 2
Ao TR Bl B LG A R AR T I HGE AR e,
RN TR TARZ 18 st O AT BAMET- A R AL,
Y& N 1k A Tx e H42 3 5132 s rp & A 0 L AE R A MR (Y
RV Z b AR, K SRR, RIfE 2 P 3 HHey t
R I 2 995 FE AN R T 238 (1R ik TS0 o i) M o 3K
Hey We BE BRSNS w mol/L 45 [R] F S 1A & B T 55 0.6mmol/L 1)
O KBS o 3 15 W mol/LL 4 1ML 3% Hey TeR 20 ks i1 &
3 RS 12 12 2—4 A5,

Y240 1k, iz S E Y HHey RIS BdimiA 1R R, HH-
ey fRIF AR 5 | 7 2 T gk 5 R JCHE IR IZ 2 51 B I IR
AR . Borrione %z 18 4 Z ) 75 12 30 7t Hh & Hey
KA A T R BRI VK 2 3 51 3 R E R B AT
(30km/JE ) 1 25 55 1= 58 2 [70) 8K D11 2 20k J#]) I 64T 5d 1 1k
SEVEIN SR, WL 1M 2% Hey KV (AE Ak, 25 5 & K2 gh i)
S Ja PR AL R Y HHey, HAS5 YR58 2 TG K™, Borrione S5
33X AR HRO 5 H42 8h 51 5 IR A2 2 51 1 2K Hey B TPTAR
WESE K BRAE 50 B A IL3K Hey 7KW IE & 1 X I8 2, HHey 76
12 By RN BRZH H i) SR 2 530 hy 47% 1 159% , 1A R IR
HHey 1A A 58 25 0 5] A4 SCIC R S0 2 K 2R 6 L i Js
LDH . CPK . HDL F1 i JIH [ % (TC) LA K TL-6. BIFFT 45 SRAIE 5L
23k HHey BAFFE , 0 B0RE 3 50 A Hh & B A A ) A28
WG, SRR S G AR e . MEEIN A ATRE
JEAZ 20 53 XS S YIZR 05 N SOV L 2 L PR 4R 11
SRR, AFANHERR A R A B v RE . AR X T 2
Uk SR A 5T 328 50 51 % Lk HHey (R R MU, LA K32 8k
HHey J& 75 B2 80 510 i A8 KU R
3.3 fEEEIIZRXT HHey 195200

HHey X 3 kit B Ak 15 i 52 i fe iz 81 7 R K
FA, SR 2 AN IR IR T T 5. HRisshik
I AL e fa s P B BoR R A L g . SR i 3
REAFEAIK Hey /K-, SEZE1F5 (10 7 % sh ik ok Aeasifk e H AT
FRIBARZ . Rousseau 5 18 8] B 8138 50 5 (WL BR K
BR M ER) 5 A Az shiz 2 5L (A DK L3R Hey /KA
T 2E (435 10.6 + 2.6umol/L,9.2 + 2.0pmol/L). Gaume V
USSR E AT s S GRS A R I IR A 4E AR B b e AT
VI B4R ARG 1M Hey ¥R B, WIRE 2 T Bl HHey AH G H 1 56
. Okura 5558 1 20 R RL A AT 2 S50 3K Hey 5%
M) ) e R 3t A PR RIF 9%, % B0 HH ey 2 9 1003 Hey 7K T B 5
%, H Hey 1E % 20 (0 1ML 3% Hey /K-8, B 1k R0
P22 5 . Konig %% B ACEYIZRI =10 4> Rz 2 b1 it
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TN ZE 1) 0 35 22 5 5 PR 00 Bl i 6 M 3K Hey 7KF-
B AB ST 332 2l Hey e BEANIE 7 5 bz sl e i
iz 3l G, FL A K P R s, 7E VIR0 3 Hey KPR
i, T HLAE 2P RIZ0E 30 J5 Hey BB IMBAR D . X 2645 1450
B iz g W S T I3 Hey ZKF- . Atk 242 5)
5 B I Hoy ZKF- B3 -5 2 1 S 20 K7 Filiz sl i Ay
Ko PR 13z Bl ML M ER AT AT REREAIK Hey KF-,
B A Fpife— 05T
3.4 GEEhE Hey K-SR BB

M3 Hey /K0T fE 512 2 # MR FZEAE R Bo 19 77
JULPA B A 5 A G . A 4 ) B R4l A 3R BR AR B R
21 R MO B S 3015 MK Hey BIOC R, 855 3L
T H R R IS B2, P B R 2 S B B AT B
S8 B AR O T 758min/ Ji]) A H B 22 53, 45 R4 R I8 3y
A2 Zfy 3 BT RESZIA L3 Hey 7K. Sotgia S FE K&
U SR 2 315 Hey ZKF- B2 5 LA 56, IUER 2 7 BE
ST IZ B Hey S2IA A CHEN R

RS B vy o B2 ) ds Bl m] RE S | & P BE G A i 184 o, AT
SE Hey AR, ROE R LA AT A I R A S
B T H SR, 1T Hey A iU A2 T i S- i - 2R
(S—Adenosyl-methionine ) JEALA fe T 81 FF 3L . 2 8liad
T P JULRR A R A A T 265 LA e A S L RE A, DR G A g 5
JE s S HLACT B ROR SR JILIR™, T A I g,
MG BE T S—J 1 — 224 0] Hey P4, 3 AT RE A my 540 B2
Az Zh iz 3 51K Hey AP TR IR 2 —. HiZ iz
S5 & 1 HHey S22 3l I 2 0 2 B D, 38 J2 9 B 5
PRI 5 E G — B IRAW LU o [F] I, 3z 3l AR 5
UL A2 7R 32 Bl ol i e A P AR A 1 5 A DL R AL
PRI o S0, X BE 8 o A AR R AT LAGE Hey ZKF- T+
o, AT ARV B2 . v 4558 B3 s BV f o 3 2R i /K
SRR, TR T EE SRR B N IR G R, 2 IR M 4k R
B {0 58 f2 I Tl Hoey 28 R0/, MR BERRAIG AR, 24l Rt
(1] A2 A I AL AR 24 1 2R B B4 A= A S N B SR B, 7T i
T AR AR 2R B EE T K, Hoy 23k S W /0 , TS Hey ¥ EZ
The
3.5 iz3hxf HHey 75 Sk RERE AL 5200

AT ke R BF 9 ke TR Ak B b i R S JHE 2 4 N e BEL VI 2
A AR BliF T 0 A ORI L3R Hey 7KF, BRARGC 45
WU, ST iz sl 1 REBE AE 5% HHey 175 197 & gl ik
SR RERE AL SO BB H A S il . AR mBEERF R
2R A Az ShRENS B AL M LR R RE D , I 4R fk
IR A A T AR LR B 2 HH ey £ 2E 3l K R AL
R SR B B AR AL , B DFFE AR ATRAT T RE 215 21
HEMESR, Nz shB5i6 s Kok FERE AL SR AET A1 Hha o
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4
SEENNT Hey P AR IR I, H02% 5B B0 35 5%
FIRESE AT Hey KO 1922 5% 5 MBS 12 02 55
RIFGEENH 322038 IR Hey B WARTR ; g5t
WK PR LIS Z ) Hey K P45 RN XHE A SCHE HHey 9
e JEE B AVHL 32 R e HHey 2765 FR O 2 8 50 L
SR AR e W DR 55 ) BT A7 75 T R 161 BF 5 WL
RIS H 0675 50 0 7532 80 54 P HHey 0% A2 B 3
% UE SIS HEey HOFE AL, LR AT 432 o
HHey B IRBRERE L RO A T A AT
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