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Summary Homocysteine (Hey) is a cellular toxic metabolite formed after methionine metabolism, and it ex-

ists in the blood in various forms. A large number of studies have found that Hcy is closely related to the occur-

rence and development of cardiovascular disease. This article reviews the physiological role of Hcy, the relation-

ship between Hcy and cardiovascular disease, and the mechanism of Hcy induced cardiovascular disease.
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[F] 280 - bt 24 BR (homocysteine, Hey) J& 2 BE &
B Y [6] R W, bl BRI —— &R LW A5
R — A B AR R . ] AL 2 e 2 R I AE (hy-
perhomocysteinemia. HHecey) 248 i1 T 4% Fl it 1%
PEECARASPE R 3 300 25 I 1 2% 5 Hey /KOF F72k
mFIEWAE., BT Hey K524 00 4R 1% Fh
T I Ty vk AR 22 Bl RS2, 2010 A 3R R
FEBh 36 46 7 8 25 B 2K 8 Hey =10 pmol/L & X
b HHey. 7€ 1969 4F McCully B W42 H i 2%
HHcy 7K A 8 5 3l ik ok B 6 Ak A OC , Bl Je K o 5
filt 5 I R WFFEUESE Hey A7 28 s 5 2 Ao 1
PN Y KA R R U0 AR O, WL R O I R e 1Y)
Mz ek N Rz -,
1 Hcy 94 IETHAE
1.1 Hey R IE K& AR5

ERN T AT AN B YN NP S Y
WE W RN AR BT, 5
=R IF 1 (adenosine triphosphate, ATP) & 4
K S-IFH 3 A BR (S-adenosyl methionine, SAM),
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BAR B S SAM 76 R RS I 00 4F FH T 2 B A
B S-Bf 1 [R] B >: Bt 24 2 (S-adenosyl homocys-
teine, SAHD , [a]if i & bR & O JULER | AH Bk 55 ) ox
F 54k s SAH 78 K i Tl 19 7 AT R B 25 R 28
Hey. 1 F#RERA W Hey Al LGB 4 K& RAE
#EAT A @ Hey 72 8 2 R & )l B (methionine
synthetase, MS) i/ FH F . LI VitBy, Ky % g, LU
NS- I 0 & i 2 g HY R A4, 1 PP 64 A 2R 2
PR . N5-FH L DU (- R 72 O DO &R (FH4) , 7 3IE
B L Y & i PR 34 TR B (methylenetetrahydrofolate
reductase, MTHFR) I/EH] T . L VitB, h 4 i .
HOHT B B NS-HVE WA MR , Rk 2 5 Hey 1Y P2
A6 o 3 R R DAAE BT A AR 40 B v #E AT s O R S e
A3 AN TR E L 7R I SE e e b A R Y A
¥ %% B (betaine-homocysteine methyltransferase,
BHM T MEM T . % Hey N EAR. A S
ARy — A H & R (dimethylglycine, DMG) , It i3
AR A I b AT TR AR S S
DL b 2 253 45 4 1 2 2 R A 34, 2 50 %0 1 Hey i
o 2 S R AE PR AT AR s @ Hey 78 ME i BE-B-5 1
(cystathionine B-Synthase, CBS) B9 1E H1 T, LA
VitBs K, 5 22 R 45 G Y UM 18 L e ik 7K
i BF e R I oI TORR L A FR AN AT, AT L
TERTA R 547, 29 50 %0 1Y Hey 8 i it 72
AT @ 2> & Hey 7640 8 94 WS B BICA 1L
KZH5PER, EIEFHELT MK & Hey W R 5
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~15 pmol/L, JR & H & A 3 Hey M HAR 8 5™~
1. Hey 1942 BR8P 35 2 257 5, 45 Fh R R 5
A Hey A B3 22 35 120 L ¥ 2 5 30l )
PR Hey KT
1.2 Hey 10 A G i 5

MS.MTHFR.CBS #l BHMT & Hecy 10 §fid
R i OGSl L TR T Z R YR A R AE . 1
Z R ZB A Hey 1B 2 0976 M bk 51 L 4R
W LR Z A W R A E 2
I s A R =R n N IS = TR 9 |
LA 4 SR EE HHey, HREI X T Hey £
W REFR ZEENREK L MS SR T4 @
T 1p43, S KA m bz X, HAf & B MS il 2% 5 %€
A 10 Sk, Hodh DL MS A2756G AR e L. HL
MS A2756G 5€ 78 32 Fft i 71 b B A7 B (4 52 it
MTHFR 5 i T 4% A {k 1p36. 3, % W R H
MTHFR C677T. MTHFR A1298C, MTHFR
T1317C %, H:rp MTHFR C677T %75 {ff MTHFR
P R S P BE AR, Sy MTHFER f 3 W4 28 7500,
CBS #H 7 F 21q22. 3, % WL&EAE K CBS G9191A .
CBS T833C.CBS 844ins68, H. 4> 1fi ££ 75 Fh J F1 Hb,
W % % (PEY, 1978); BHMT % [H {7 T 4 @ &
5q13.1-q15.3 b, HETWF 2 0 % A4 & ¥ BHMT 3
HZ&%S5 Hey A& A &, BHMT & —Ff &
0" W & R I . HETA F A E AR RS A i BH-
MT, LA 3 5 2 95 M #h 78 Hey AR 8FEG , 35 213697
HHey B9 H ™ . BeAh 81778 BHMT2 LU 2L &
R R P SR K Hey T 240 b B &R . (1 H
e TR R
1.3 Hey B9%54

Hey 19 25 # fai X & HS-(CH,),-CH (NH;)-
COOH . B % 1 AN S i M i 5 2% L IR i, 528 e =R
M. ESAE 1 ADFSOW I, XM 15 Hey 55
H B % & H o0 PR 254, 2 5 Al 82 L R B L K K
I, 70 3 25 0 50 2 T P00 0 WL, BB A
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WASE5EATNA K.
1.4 Hey Bk

M3 Hey K £ DL ACRLAE AR Horp 8096 ~
0N EHEAL A B L AR Hey, H4 109~
20 % DL BB 45 A 09 Hey-HeyHey VLK BE & R 1k
AW X AFEAE . Ml B LA 1% LLR R Hey
FE A6 T 3K L 38 RS I Y 2 1% A Hey (Mali-
now,1995) . H Al H 1Y 52 = OB € 3 2%, [6) i
WA 7 FH 5 6 I I B 32 1% I IBC G 28 1A e Heey (1)
R . BT BRI E 2 HE IR A Hey 23 55 %0 (1)
HHey Isi2 . L, 8 SRk F 8 20 W2 1 far 128 56 DAL 3G
HHey 098 2%, M4 Hey FhinyF2 B ¥ HH-
ey /N 3 8 E HHcey: 15~ 30 pmol/L, b B

HHcy:30~100 pmol/L. & & HHcy:>100 pmol/
L. #kifi, 24 Hey>>400 pmol/L B}, 20% (4 H % 2
RN & Bl LR 7E 30 % DLRGAET .,
2 Hey 5omEHRBHXR
2.1 Hey 5&iMLE

£ HHey B9 R & M i FR o0 HOAY & i .
2006 4F & & 0 WE R P & 48 Y Hey T
18 pemol /LA, &8 & i Fs 9 i XURS: 385 3 A% ] i
Hey & F+ 1/ 5 pmol/L, W 45 £ F+ % 0. 5 mmHg
(1 mmHg=0.133 kPa), & 5k £ F+ 5 0. 7 mmHg,
Nabipour % 38 i XF 7 B 9 1 754 91 B A 3k 47 BA
I TR A B, Hey 7K SF 8w o i e {B o 8y . BR
@& W B, 5 Hey 1F % (1955 1L % B 3% 48
Bl 85 i e £ A I AR S G, kO 22 4Ok
B i e B . WA HOAY & i 3R 97
FEAE — € WY RE IR 1 76 [ s 19 [8] 5 38 1 B fIK Hey
2011 AF R R MRS IO R B 45 T HOR L R
BB IE AR -+ R 5 AR TR T . AT AR IR 3= 20 1l
RN EAESR, RN, HET T HHey W&
IR 2 995 A % | I 2F R R R B A U ) i 3 AR D
2.2 Hey 5&07H

H McCully #2 i HHcy A fig 5 30 ik 58 #F 6 1L
F K5, HHey 5360 55 (9 40 OC M A0 4% 15 2] T 3iF
S, 2007 AERY—I0 meta 23 HT 45 R BoR: Hey 5T+
5 pmol/ L & 5eECo I (9 U 3G i 32 %6, Hey B F
[ 3 pmol/ L, & 56 0 9 1 KUK FE AR 16 %657, i
27 3 o 6 L e K R A5 R kB, Hey KB
ek kO AE S Btk Z2 e A B D Kim 1Y 0
X 21 235 55k 5 M AR AR 5T kB L ek Bk i) S Ak AR
JE 5 Hey KPR IEARK R Ak % 3 i %t 5 ik
15 85 RAT Genesine BUAr 0¥ A BL. B Hey /K
S B BN, BESR A R R MR B 2 3, gk =
X2 B E OB ETT CCS % i kM,
Hey AKF-BR 0 2000 2 B2 bk & . [A) B, /iy a5t 4%
R Z 5/ HHcy B 200 2h ikooks #4684k 2 o B &
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2.3  Hecy 50085

K bsE & W, Hey 7K F 5 56 ik s 28 2 %%, Bk
A5 TR B BT B Y R B M A B0 A oD [
Akyiirek AU E S T Hey /K3 5 .0 JLAEFE 2% 1)
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HATIAH Hey 32 %238 aoF 30 1.0 WUBE 3 5 .0 WL 20 i
&5 Kol & 15 A= 55 B 52 ma . WLBE B8 /Y 1)
Washio 257 % # Hey 7K F #05 , .O WUREBE J= 78 1L
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WAESE T Hey 5.0 U FE J5 O 77 5 oy 7™ 55 F2 B (1)
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WA, HETXET HHey 5.0 JUBESE AR O 0l 38 A
RS O URE BE I i 22 18] ¢ F I i 1 3570,
i — 2 KA.
2.4 Hcy 5.0 7%l

W R Hey KF 5 &R R E 51E .0 71 %
VB IR ORI R L IR AR O S Rl B Fournier
AL X 134 08 M0 ) TEIE R E Bl T 5 AR AR
KB HHey 2303800 77 %62 vy 1 3F &, FEAIR 5 4R 2B £
R, A A WIAEPXE 133 6 R 2 0E IS B R O
U 8 7 R A R B, A0 BB R Hey KPS H
Hey /KF-5 220 % 0 WU 548 550 % 0] bR & B2 R A2
028 BE JELE L GE M 56, Walker 252V 58 1 %F SD
HetE HH ey BRI BRLO JIE R 8 & 30 2.0 & 046 R
10 70 T 5 A I 2 BRI O B it 43 HORN B K 2 3 Bk
I I 3 3 R AN R, B8R Hey JE SEREAR0 IR 1Y
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O WU AE 22 0> ) 5 v i R 2 TS i W E —
SR
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BLET T,
3.1 BN LAl

25 A TR 1L 048 e 8 AR A I ik R 1Y AR R
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T I B T P AU P R A i R i et AR Ak, B
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P NO B9 A= B, A o 16 M 00 7= A s @ 36815 26 80
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FT LA A i FE R BRURE R R & B, HOR
I 41 B A A AT K R Bl Bk A RE R,
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