Chinese Journal of Clinical Pathologist, June 2010,Vol.2, No.2 -109 -

[AIZ~F BEEIR S P HI R R

e 40 :300457 REWN, REFBERERF

7l B4 3 b R Bk (homocysteine, HCY) 2 BE % H BAL 5
B —FMEREER, R TEEARBEXRHPE™Y, N+
ERK , Me Cully Mo 3 % B0 b &8 PR AF 0 1 B I DR oiF
BE R KA 2 5 5 B B 88 1k (atherosclerosis, AS) I
ML, £+ B SRR o HCY &
AT G2 45 F , A ERANR S HCY M5E 2 AS F
&% (coronary heart disease, CHD )y — A ¥ o7 fa B B 25, B
X HCY 58000 % RO M ARBEA JHCY B K i) 8 ok
TEEM, 2001 43 6.0 B A 42 IE T HCY & )
Wa PR HERE , 2 4F HCY B B2 3% 1500 7T AW, Z J5 B4E )
30% M BE I K, K EBAE S 4 HCY i %t ik B 900~
1000 5 Ao L EiESA HCY Rl 2 Ve R E R EE G4
R IR Z — o A30H HCY 5B K Z M —HEER,
1 HCY HRFHE

Vincent du Vigneaud 2 3% E W55 A LB L X H R iy
AR T 1932 28R I8 & HCY, Me Cully F 1969 4
BB HCY REBEWMEBEHRE, REARBKTEH
HCY 5 AS Fuf i I A RE AR 1976 4F Icken B
K iGE CHD B & f7E HCY (R RS . 1988 4 Kang %
B P EME M BL B (methylene tetrohydrofolate reduc-
tase, MTHFR) 55 HCY #f0ii% % ,HCY 5 CHD X R 5| &
T AT AR E . 90 SEAR LK, B oh 28 B4 — (] &
FRT KEMTR,HF 80 M REH B8 & HCY M fF 2
CHD F s fake R %, MROBF5E CHD Ji B8 R BB 1 35 4
Ho
2 HCY HER SRS
21 HCY 94 AKA HCY kA TAEHHERNE
R BEARSA - THENEER. HERARMME, TS
SEMARFERMMTIREMN . BEARE S HEEARE
BEBELTAERS RETEER, HER LB EFAER S BT
HCY, 7& S B2 ¥ HCY /K #% 8 50 /5 1 T /K % 4 AL HCY AR
XA REEE E RS,

22 HCY mitEhgsk HCY A=&Rien . OFFE Rk,
EAEK HCY EEEM A RBNER T, LIgELEE By AHE

HF, BZ5-FENEHBREANWFETIREREER. B
B MR, N ERMEN . HCY AR EMAM S —i
ZBRBRT AP, B 3R H0O0 B B4 A 73 SRR -HCY 8
BEEBATEREERN AR QAT BBREE . HHRN
HCY ti Be ik B-& BB AE AL, A % B MBI E T, f#
MBS AR, ZENEERA G TRATEMN,X
FHATHE HCY, Branik XA v-HoimMaEd T — 43
1R REE IR o T 1 . OB 20 40 M 51 S5 5 . HCY B3
AR T A HCY W= &gk, SHARAE
AW E R EM, HHEMMPEREFHPFRY &
W B E R, IR HCY 2R AMA RES W E W,
ERKESEMM HCY B G -4 RBRE %
i o
3 HCY Mg B &
31 EEEEX m¥EE HCY KEHFEBECHHNER, Wi
5#EME T HCY AR %, Jacobsen % R FH B 3k W4
Gk st HCY K AT R, 450 88 , B E v M3 HCY
KB Tt BEHLEN HCY K ERFLZE T,
32 MKEHEE MEMESGEEWHCY KERH—-/1EE
MEMEZ FEREEEARERMERLEEERER, %
EBHEABRNME HCY K FERFMKZAFEESR, -
HEEFRBHETANHCY KEFHEETEAMAA,
33 BERE AsFHRERED, SEERSLAREK,
T 5% I, 6 9% 7 {6 2 B R P 2 B0 3 HCY fiUiE (U TR >
BoRpl. A EPIER & R HCY F B SR E L HCY 1€
WL R R A5, 10-MTHFR 318, 5Bk
HOMEAMNBEEAMRS REERA.

MTHFR % B % {72 Ip 36.3 1 ,cDNA £ #4 22 kB, X
B, MTHFR % [ iy cDNA 5 A MTHFR 3£ E 74 85%]a] 4 .
A MTHFR ZEE Z N SMER, Z2WATREMTA4ETS5
#5 HCY e 2 [6) 2 PR SR A 264 .

Frosst 2 B'BF 53 1E ] ,MTHFR J& K 7E 667 fi & 4 I
SOMERKEDHEL, BT TRERET CHE, HBHY
BERCHBERABETHEAR, MHERYAES MTHFR
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O E YA, B e MTHFR 8915 # K KB .

BB 45 6 B R — AR A F R 63x10° iy — 1
REED, EQ TH 6K 219223, 7 465 551 2K/, B
FIEEEN IBAAREML, 5.0 MEHEFTREA LMEN
T 287 HB T LA T283C, MAmmMmM SR 8 MAE T HA
Bo H—AMREMAN 07T HBF LM GIIA, 4B H
FARBUR L B BB RS O B 4 (S0 2 2 3y ] i 3L
IEPEREAR, & & HCY Mk .

BEARAHUMEREN THRERK 1¢43, THMALER
B AR B H A R FA2756G £ 57 5 AT S
O ERT D-C MEAREE, FROBHXLERESR
FUHER, B TEENTROMEERY THEERE . H
BHEMZA S REREL R EE AN REWEER
B4 B HEWES , AT & 4 & HCY I AE | 52 961 R B 3910 th
BEENHE FHENEE.

34 KEMEFIR BSHEAMKETHEARIER
L BANZ SR HCY K¥ I & KR g & K&
MR AR B, B TR BIKRE HCY b i i B)
B, B ARSI K R MBS, A B TR Mm% HCY
K- A RFE R RO A B R HCY 3558 7+, ok
R A B 5 M3 B HCY B9 5 IEAE
35 754 Desouza % WA KW, Y P HEHRA X
I REBKG, R 25 W AR BT Z P DUIKSE 259 2 18 i HCY
KFTFE, EFRS ZZCRARTSMMEAY TS
HERACH AT 51 HCY K FTHE . RO REBRANLES
BEAEBOST SR HCY 7t i, Wi & BEMEER
AR M3 HCY A,
36 MEEEKX BHEALERZVLBEEEERSBHCY
FEBFE RARE, W HCY W7 & ol LA 51 805w £ Rk
R R =R ATR - SNE Nk ARSI 7 1 N K= F TN
CHD S MBI . 2 H 12 A HCY W T i 20l B
THERERHEZ —, BHE AL 2 (chronic renal failure,
CRF) &4 i % HCY /K ¥d 718, I 15 i i HLEF £ 5 1E 48
KXo MR GEBHMABENE HCY K P ha FEXTEE. B
RIRIEERT R 4 B RBEHTE R E S HCY K
THE. FEOMIAK, ERERAR GRS
JEw HCY i fE R AR EBREAE
4 HCY 5KZKMXFH
41 HCY 5ASHIXH R BEFEXRSWMBIERY, miF HCY
WSS AS M6, HM 3% HCY /K¥ 2 — R s /) fE
T HR HCY /KF I8 B0 AS i B ARLE] % R B o,
1E AS o7, BHFAE — & R BE M9 A AE IR, o7 LA i ¢ fiF 40 1l
HCHCY il 8= HCY i . Bk, & HCY B4k & F RIER
LA+ 55— 0, @ HCY BT LU 5 4F 4 50 95 10 3 42, T 58

i AL T A A O B AR IR L O A T o B R R
BRI ARV huLaT R, 5 HCY 2 AS Wi 3R
B FEESRFHYLRERY,® HCY S AS TS H
515& P 5 3 BE B 3 A AR - L A X

411 HCY 5ARMIBTHRERAT 4 B 40 LR 3 2 7 i
PR R B I S B UL A B R DR R (R e R R N 4
HE A E o A K E A — HAE (nitric oxide, NO)Y 2N K
MEARMEEEEYR, f—EhE S8 (nirc oxide
synthase, NOS) & NO & ALi) X 85, Chen % *7EX{ 354k 30
Jok #2550 Bk (9 W2 b 2 B HCY B 5B 35 3 PR 1 P9 B2 A B I
BEF IS NOS M 5@ i1, S8 BN EHH,3
MR HCY AT W R HCY 31 E T W i sh ik 58
M. BHRETHBIITEY 7 CHD B+ ET KFEH &
& T X B4 L 1T NO NOS 7k 7 W 8 B 4% F %3 B4 ik Bk 5
WE AR RERE R X, REMHCY 5ET RIEMX, 5
NO .NOS £ k1%, £ 0 HCY MW A A G B ER, 5
AHEBERER, AR LA ETERBEFER
HLHL HCY FAERIRNL, A BB H = R R HCY #y3
YEFIA 15 LIRS . HCY AU P9 B A i 43 M Sh BB A R i,
AT P9 S 40 3 TR 57 3 K ik o Miyata %5° R B HCY AT
m%w&émmm’r AL AT EEERE: AERA
A RBEEN, RN RS, f IS MTHFR, it
EE?EET HCY Bt . Bk HCY AT BN AR E
MEEMORE AENMBEARILAFENEA, ENTH#ES
5T AS R .

412 HCY S{EsFHULAMMME LM E R
RS B RO HCY 77355 8 52 ¥ AL 40 e = 3
mRNA #9738 5, , i 3 Bk 5E 1 28 L 40 R 38 5, O 36 3 Bk oy %
MR 7% , I EE AS BT R . Tvagii“”ﬁmﬂcy ] 5 i %
WAL HCY HL B2 RS &, % m V- UL40 R JE
HAU B & FARBL ﬂil?%zmﬁ‘ﬂz?%mfmmi@iﬁ HCY #
SR AN R F A R 0 4 R NOS 894 i, (2 o F 1 LA i &
B NO. 3 LR IR A9 NO & AR i 4% F 1 UL4R B vl Wi 45
S ERE, EREAGT S/ NO BEMREEM
ML R, B T FIRGE A2 ASTE L.

HCY M % 75 T 5% W I 55 1 28 L 240 A A J5 & I AR a8t
HCY 4 e 15 B & pUE 6 X 1) 38 15 16 AT, AKF 0.01 mmol/LL &,
e R AT OB, R 2 L IR A 5 R W B o HCY th aT 5@ ot

5 0 40 R R W A 2 SR N B A I B R BT 4 HICY ot
KRB HCY Bim i 5 I E XS & B (low density
lipoprotein, LDL) i £ i5 & F B(apolipoprotein B, apoB ) iif 8§ &

BEG, ER—MRENBERND, HHEWMARETW
i, 258k AS BEHR P9 R 40 9 T8 Al o
4.1.3 HCY 5Bk ERE  Bighhki b BaZE R AS i — 1
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HBRFEIT ‘ﬁlﬂh’“ﬁ“"”‘%%Eﬁm&ﬁﬂﬁm&ﬁ#ﬂ@ﬁ
R B HCY 5FE kN KR EEEHXK,
#2hF HCY Xﬁlﬂl%“l*l&iﬁﬂﬂﬂ%ﬂi}z?%ﬂﬂéﬂiﬂﬂﬂﬁwﬂﬁﬁﬁi
B A oh, i HCY F 73 ml AR i 3 7 F 4k A 7 i 0 IR £F 2
B A R, O LB BE v o AT 4 B4 (B 8 B L A T B0 B K
BE B,
414 HCY xEEMIIREMR N B 4R T W SR EE AT &
ShigmmlsanaMRsGEMmEE, mHCY 7@l
HAegmd 8 ey TRAKBRGERTFENEESRE, T
B B 40 S 0 i A I 455 w2, 3F £ 4 ot 7 T 0
&, FRE HCY £MHaI 5 £ &8, I 5 R AWM HBEILR
51 /AR T AR, 1 /) AR R R BT A A A AR AR
s E Ay(thromboxane Ay, TXA,) & BUE . EH HFRM
£8, BERAFSHIME HCY hREH & ¥ 4 E KA 515
HORHHAR R LRGP RESEFRTHERER
*. HCY BRI A S H F BB B mE F VX
BT, 3 BT B O AR S A Bk i B AS TE BRI .
42 HCY 5\mAERR M4 HCY Mg Eal LUImE AS, B
I HCY ik — S U R A, A S BRI B
{82 HCY 3w 3 Bk i 5 305 o FE ) 38 7E 15 AL 5 A R
£, FHCY 5HMERFXRNHARBENERRS &,
Beltran % '*'3& 5 %4 W 45 91 & It [E (isolated systolic hyperten-
sion, ISH) BEMPFEL HCY E SHIMERFHIAFEE
R KA A HAH , BBk 88 4549 B3 6 09 U8 BT 8 LI
kRt EE RS R ISH W EERE . BAN—TH"
RO, b HCY ¥ BE M F+ 4% < 10 ISH i % 7% a0, O
fe i, M HCY 512 3 k4R 6 9 ol R IR % - (1)HCY {2 3
- ¥ AILHE B O 3 B RE op 2 OF 8 LR 38, 3 Bk B N
TR (2)HCY 512 M &F 45 M B 57 % 5 (3)HCY {2 i#
¥ FLAR PN A5 T 0 TR L R B M
43 HCY 5CHD E%E%, EMIMKEMIERTITRER
LR KW HCY 2 CHD b AR EE. B8R ™ Bx,
CHD 2 &/ HCY K P EYWE S T CHD B F , WEZHF
EHBERE, MHEHCY EEEFENRELR PR Y
FHihEREERZM, EFEBEREZA S, X ER
FHkFEES HCY K P X RETHIR"A B, HCY KA
A, R BRE M SR E  HCY 53 CHD Myl 2
Sy, THEA T LA (DHCY AT LA RS R B AR 1k , 34
W E A C, {2 C—fos Il C—myb % K7 M & W K F 1 L
MR B AT i LA B R L T X AR R
FEAE%; (HCY BIRA MG, F B LLAH & R 6t A LB
XA, BB EMBLAN B, 5% 7T LS LDL i apoB A9 U7 %
R AR AR, 5 B BB 5E 4 LDL 5 E
B, P46 HCY AT LART LDL 347 B A6 5 , o i i 5 &

AR A A, G Y R A MU Th BE R L 35 AR CHD i &
kB, HCY BT LLS Lp(o) 3t R FE AT M P9 B 400, 2
HEAS BESR BT A (B)HCY AT AL 48 R4, @R
o A B A A 5 i i AR i I 2 B R (4 HCY AT 1A
REEAMENER, AERGOENEAK. 2885
38 ,CHD B F Mm% HCY K VFHI 8/ TERH WA, H 51
TP B 40 0 P B K P RIEHAME, 277 & HCY M fF 7]
A& oL 85345 08 2 4 B KD, 51 P B 3R A M , A T B
AS, Bt X5 AS fy At fE ke B R A2, L9 HCY AT RE R
CHD M — MR E R, BNMBFREY HCY 5
CHD g — B HEH —E X R:(DER MR M3 HCY
KTREEBRTEHR S, TRER T EFANMYPETF
WA BI2 B4R B6 HRMEHRE , B HCY W&, B
Sh ESMBTR R BEEFREK, X HCY AR E L
Fr#a# . (2)MAS JEE R . Boushey %7 1995 MR %K
Bl HCY B H & 5 pmol/L, #8124 F RH E B F & 0.5 mmol/L,
SRR B F HCY F 7 AE [ B2 U AE %3 F &) Bl 30 Bk P 28 #E 5k
ok R BRI E R B

HCY 5 CHD “EREMNXFRY, m¥ HCY 5 ASH
REME LR EREHE R A HL, B2 EMK, FHit,
/& CHD B % #4713 HCY R i+ 4 %,
44 HCY S5imBEHRM & BBF5IE S 3 BT & 9 HCY
S ELAREEEE X, TEARPLE HCY KFET
15 wmol/L, & RA A F 5%, 1 76 i A= v FEC {1 42 42 ZEHE AR
B RE L 50%, —TRBEAMNEIRITRERAEERE
A, BEDERE HCY MAE BD AT 87 B 38 in il i & % K % 0
fa Bt . Temple Z®[EI R T 1966~1999 4E i) L #k , & 30%~
A% I & B EH HCY KERE . BRNABFR 2 E0, 0
HELENHCY KFEHER TXRA, BAERE.R
B, RAREELARBEENHCY CHAER FAEEAR
mE . REATAER HCY RN R 400, R /b w7,
#EMmERABAREEE. 2 50RNER. HCY RILH
PAE L WA NMDA Z AP MM, S RN AHR
1o, Kruman % 2R3, HCY ff @B ARBIHATAT,
FHET HCY J5R1LH B DNA 681, M%K% ADP-Bom
B & M (poly ADP-ribose polymerase, PARP) # 1 , 48 Bk it i 1
¥y — #% ¥ & (nicotinamide adenine dinucleotide, NAD) i t£ T
B, HC £ A o B B 5 L AL 0 A B AR B K R
&%, PARP 5% 3AB 6] 47" HCY i & H9 ¥ 42 5C NAD
TR SRRk R AL R R R SE T R HCY R BUMA
TR B4 PARP BUE M (30)NAD #£35. % [Ret & B HCY
BERBER ARG DWE T EEEME B HH
SR $R HCY Wl 6E 5 ¥ 2 B MR i SO HLR A X

Nygard 5§ P DU %212 Witk el Bk i % 0 B & 1 DR ST X
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2, RBXTHILT CHD MEH HCY ¥IE 5.0 EwFE T
RZEFLEYVEMRHBRR. lE HCY RENHER , BE R
FREEEWB TR, KENHA, M FORERETENF,
HCY 33847 B, B2 HCY ZEEH S EE MW th ]
CANREE S SRS YE AN . A5 HCY 4.0 18 55 b R R i
RER KEAMOMERKNEABE T, MELEER
BHEM. B, HCY A By F 8 & T B &% VI FE U5 1 (5) o5&
BITRRE,

45 HCY SliAgm  AMME4 R ZH HCY Y Rt
BEEBUM KT HAERE R4 RIUEE S EH )
EHRE , BEMADEEN T EERE, K AXEC
FER R R R G H B, A BRIAYS HCY RS # Z ik
FEEBZIANNEMR,

451 HCY 5#ZWEMHMERE  Rosenquist 525 KR E
HCY B 5k 2 d MBI R 4 A EESTE A 9 d IR 198 R
e O T B (O & (T R R4 ) 4B 4 L R R A0 L
BANA+ 2 % BROBT ™A N & HCY e o §E & & 3
ZEWILA.C MEREN— SRS BEE R,

452 HCY 54 MMATEREZAREDELR L
B, EEH G EMBAERYEART N, ARHT
REMEEIBRPH-AEEIRE, MRE T KLHD,
AT BTG . NIRRT, A T RIE MR R AT
LFEN, LA RERE MR E LSRR ET
BT, LEAER-AMEXTHENLR, OEEFHX
et SR REENEM. Boot F 7 HRLH,. HE
Ut 0 R 7E 3 Ay U O A L i R R AL T R B 1Y
HCY Fsg i, W 45@ i R BT B Rk, FHRE TR
T A i 38 A T8 A0 55 A 5 A0 U 9 40 A0 L
TR, i R B ST O o R R

453 HCY 5 DNA LK ¥E & HCY f£4 S-ig#r HCY
FURE R 1R 9 T A HTBE 5 85 IR I 9 38 S 30 4 0, W7 41 DNA
HUEEfL R, 1 DNA R B B, AT R B R %35, 518 &
T LB A -

454 HCY 5REEMINEE HCY MBUKERB RS ER
ML, 3F B BT ) s ) A K . I P 5 A TR R A
SHT R B HCY 5 65 MC MR H M W d i
T AN AT B SRS B CHCY 1 DNA/RNA AR M A
AR ST %

VL 27K HCY SR 5 2038 & L b A B bl Ao 8 5
WML AR EE, AR HCY RIFREEL 0B
PR P EE EEMIEA., RARNESNEEBRT KEH
BHEE, 42 HCY B0 BOw HLIE 4 R + 26 28, & vl flg 2 — Fb
MPHEHERERER,

4.6 HCY S & A7 SCRRHGH I 1k 38 Mg 8 3% 1l

RHCYHI RS, B a8E . ShE . EnERFRERH
SEFEXMNBEZEMMAE HCY K FZRIMERKNEE,
HCY i 4 B T 35 R340 300 B B8ORS £ A L I B TS TR
P RAE E5 16 M B AR E BOR EREMAE A ARLR
ERASBRINEA . XA A B PR B HCY R R
50 S Ak 0T B0, 400 A VN B 0 L O, 5 BP9 B A A 3 405 9
BETI O Y LA 3% 28 . HCY K AE R 54y DNA £k 40
ERUSA X, WA HCY B REBUR B M I E B E M5l s
MAVEF 3 R GRS REARZS | 3 Fh o 28 W] g X i 80 60 A K AR
AR B B E BT FE T S B HCY R
TITEBRIEST, AR K4 3 Be SR Z 01 DNA R AL
DNA # & J DNA B 524, AT 2502 M 968 400 ) 4 R 4 R 3
e dFE M T . W2 M3k HCY ¥R B, ¥ & HCY (L4
MFEAE , X9 S R SRR T MR AR AR —
EMSEME,

47 HCY 5 CRF  FHHFRMK S U2 7 B At — 2 A0
HCY gy B8, A R RSN  fr Rt/ N E RS
LR B & ALAE, RN R RAEERTA R B S A y KA
. CRF &5 B T H/NEREEAL 5 ) B £ 440 RO /NE B 48
FBULH AR Z E0 HCY MM KEAS. R
M5 % 56 fil CRF B E BRI M HCY AR EER
WA HE T HCY FRRS MdEm MR A R B X Z .
P F B R, MK HCY WRIE 5 m K ULEF R E &2
EAE, ABFRPERYHCY /KF 55 2 b i LT 38 68 S B
DIRERRE A . IR O A AV R R B T 2 Bl 5 HCY K
RBERE

4.8 BERH SRS HCY 1% KR Wotherspoon % i 55 B
AL T ARG EE T, A ME RO RE LK HCY KF5
EEAREBEW R, NG HCY METRES S T8 RHE
W EREM KL R R Ozdemir Z W) 2 R RHE
EAEMEEARE, HOXHCY KTFEEEARERLE
FER HEER AR EAE,FH HCY KFES5MEHA
T REAILT G0 R R A S R AR A R R

LR BURE PR I K HCY K BF® TIEH X RA. R

SEIREER, MW HCY 514 bR 5 51 405 il B o) 7T B 45
XTI R G R 5 o B R A R PR K R R SR AR R
FREF VA R IR W I -1 (plasminogen activator ingibitor—
L PAI-1) K880, H 5 M3 HCY KFBFIEMK, HFEKR
fExd HCY 5k il 7 ¢ R BF R HE 3L T HCY 5 PAI-1
A—EMHRAE. A HCY 7 T 5h 5 37 10 0 B0 B, 48 )
FI PAI-1 mRNA R5 W 8 bl PAI-1 HUR & RO 2360, %
B HCY ®T LI M PAL-1 BRE MG M A RMRAR DY
CRNERBEHNEESBEMRNTBRERGHER.H
HCY o] LL# f 828 —PA #1 PAL-1 R K 7 R F I R 40,
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38 b0 BB B R FE R . T HCY {28 PAL-1 MR 3E,

M H T -PA 55 & FER, BERYLIAEE M A1 2F 75 22 1)

B4, 8 B I AR R D RIRE HCY BAL ™ R K

TE = A R SRS T N A NO

BRAMEN, FENEDRREY LENRARZR, BEE

BEERENEAERG. WTHERERE AERG%EEAE

REOEm,ERREOHMEN, REEFER BAHRSN

PR EDRIEL, FARENAHRKEREES, MK

HCY 7K 77 % 14 B2 40 0 B B 4 48R 3 7= A S o, 3 33k

PAI-1 1o B X A i HCY B4R T8 BEAL LR B0 Y

iR, R X P B A0 B 450 45 D 2 S 1 o R B A,

5 g
HCY BE MR BZ ARG EN, b FREEHRAHT

BRPWER DB, W H LM B gL RS S

HABT R, BT LMEF 2 BUX LM B MR 44 F 5L Z f9R KA

LA HCY KFF &, 1 H HCY KEFE S 7% .

FERMmR E R AR IE SRR A EEHMXR, T HCY

WER R SR ARIE , TE B — B LR 3R , A S0 B A0 B i 4

ERBAROREEE N HCY KT, EWEALAFX HCY

HOW BRI, A B T BB O IR RR R
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