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Homocysteine, Hcy (C4H9NOZS %38 2-amino-
4-sulfanylbutanoic acid) unsaesflufidiusdudu
d@Usznau (sulfur-containing amino acid) fulaluans
(molar mass) WU emd.ec n3uselua®® Hey Hu
wunueladiléannnsyuauns demethylation 783anTn
ozl methionine Fmusnalulusiuaindn? (Uil o)
Hey fumumiAendesluuften transmethylation veq
NTEUIUNTIUUVUDATNVDILUTAL"

Tl A.A. exbe McCully KS $1891UA273
duiussenineniig Hey ludenas (hyperhomocys-
teinemia) waglsminilanavuaoaiden (cardiovascular
diseases, CVD) 'vié’q'mﬂ‘wmhﬁjﬂwﬁlﬁuiiﬂmaﬁuqﬂiim%a
Aennanuiinusniveseulyiiieadestunssuiuns
WUeATuves Hey Sinsavau Hoy ludenuazifiunis
U Hey eanynstlaanay (homocystinuria) vinliduun
Wuawienisiinlsaiilauazviaoniien wazdedinaae
Tsrvaoidenuasiiu (ischemic stroke) Ausitouen oo
Hou15zmined AA. oxdo - oxas fnarensAnuiny
ANUAUNUSIENINNNE Hey Iuﬁaﬂqwﬁamﬂﬁumm
dostenainlseilawazvaendendne ldun lsavaen
Woaalalalsunineauisduaas (premature coronary
artery disease) lsaviaanidondues (stroke) Laznmzaudon
gaduluvasniFens (venous thromboembolism) fiauifin
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mer (Hcy 3UfU Hey) WU3eeaz & - @o a) Cysteine homo-
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Jovay & - @o WAy &) Homocysteine L‘ﬁug‘d free Hcy
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TWIN & - o UaY & - ob lulasluasiedns Wealae
THwadia High Performance Liquid Chromatography
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factors) TiuAnA19fU® AE1984 (reference value) w84
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HPLC = High Performance Liquid Chromatography
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JUf 0 NITVIUMTLUNUBETLVEY Hoy (SIUTIUAZAALUAIINIENA1581984 0, 00, 0c, o)
B6 = vitamin B6, B12 = vitamin B12, Hcy = homocysteine, MTHFR = methylenetetrahydrofolate reductase,

SAH = S-adenosyl homocysteine, SAM = S-adenosyl methionine, THF = tetrahydrofolate
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N193 Hyperhomocysteinemia
AT Hey I‘uﬁamjd (hyperhomocysteinemia)
wnes Aediseiu Hoy Tuidonganit oe lulasluase
897 NN1IUUITZAVVDIN1IT hyperhomocysteinemia Lz
ANUAUNYNAAENAUANNITNTUYDITEAU Hey Tulden
wanslunsed o el nsudeseiu Hey ludendifmue
TnsusazinuniinuLanAeiuantos™ * dwmsuaulng
¥AU HcyIuLaaﬂﬁTq\‘iﬂ’j’] oc lulasluasedns dndunny
hyperhomocysteinemia®
uaﬂmﬂﬁmw hyperhomocysteinemia #131130
wUIRuamanIsiia A9 primary (genetic) uas
secondary (acquired) hyperhomocysteinemia® * °°
« Primary hyperhomocysteinemia (#303in

v o

dInfulutieresniig homocystinuria) wulsennumdu

Cale

sULUUTIULSY 58U Hey Tuidongenin eoo lalaslua
AOaAT LansnanaINANURAUINANIRUTNTTULUY
autosomal recessive va3ufiadaeulsflunsyuiums
LIUWNUDATUUDY Hey (MTHFR and CBS deficiency)

« Secondary hyperhomocysteinemia Hu
gﬂLLUUViWUﬁQiﬂ AUesindsyiu Hey gauudiunany

wagduiusiune1snie sulaun Yademeaiugnasuwas
dandeu Idun Weowd (race) 8115 (diets) lsn
(diseases) 81 (drugs) LLaxﬁdJ'u‘] (others)
AladeveesEiy Hoy wazAuen (prevalence)
Y8INNY hyperhomocysteinemia UANANSIUTENINNGL
Usgans ﬁy’aﬁsﬁuagﬁ’umq (age) 019113 (diets) waydady
MaugNIIY (genetic factors) Aiwnnsinsiu Tun1izvia
Aiud o T « (folate) T oo waztouluiiAsadoai
NIZUIUNTRILNUBATUYOS Hey N15U3LnAmsUssLam
methionine-rich animal protein Lﬁu?gu ﬂﬁququé has
nsviuveslaunnges ﬁgwmﬁﬂénmé'amﬂumm@
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wiisedu Hey Tuidengetu™ wenanil sedu Hey 7
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oo Lagliandnaig™

NNIFANBIIYIIBIUIT A2 hyperhomo-
cysteinemia wulunguuszvinsusnivszannsesas ¢
LLazWUMﬂiuﬂEjuQ’ﬂ:}EJﬁLLammﬂ’lwaﬂﬁwaamLﬁammq
uwis (symptomatic atherosclerotic vascular disease)
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v v =]
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A1 Hyperhomocysteinemia
(lng Kang S wazAay)™

AMnuAsEAU Normal Hey A & - o lulasluasodns

o& - mo 326U Moderate
ne - ®OO0 32AU Intermediate
> ®00 J¥AU Severe
AMULNTUYRY Hey Tulden 2172 Hyperhomocysteinemia
(lulasluasodns) (me AHA)™
AMuuATEAU Normal Hey A < eo lulasluadedns
®O0 - Mo s¥AU Mild
Me - ®OO0 J¥AU Moderate
> ®00 J¥AU Severe
AMULNTUYRY Hey Tulden A2UBNIN19AALN (Clinical definition)
(lulasluadodns) (e Cooper GR wazAz)”
< @0 Winzau (Desirable)

> @0 10 < o&
2 e& to < mo

2 mo

Uunans (Intermediate)
a9 (High)
a31n (Very high)

AHA = American Heart Association, Hcy = homocysteine,

< = AMNIREIINAY, = = gandmRewiniy, < = AN, > = gand
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Uadundwacessiu Hey fuidonnasannuad
N1SINON12¢  Hyperhomocysteinemia
598U Hey Tuidenfiuandnstuinantadosinag

Lo AuUNNTRIMINUgNIsN (genetic defects) V4

udniud ob (transcobalamine) Fuisadodly
NTEUIUNTULVUBATUDY Hey, 1aTuin1s (nutrition),
T5m (diseases), 1 (drugs) waziadedus (other factors)
stadiinanunduluamguenisifinnne hyperho-

b, ¢, &, @0

Funasrawauley (MTHFR way CBS) viseduiasnalushiu

mocysteinemia TuszAuAIgY

AILANILUAITIN en

A998 e ANMRVBINTSANNTIE Hyperhomocysteinemia Tusausnae (AnkUadannienansa148e o, e)

Gl

A1 Hyperhomocysteinemia

S¥AU Moderate

S¥AU Intermediate

SEAU Severe

AUUNNIDININUTNTTH
(Genetic defects)

Homozygous mutation
(C677T) of MTHFR
Heterozygous mutation
(1278T and G307S) of CBS
Mutation of (TC776C—G)

transcobalamine

Homozygous mutation
(C67TT) of MTHFR
Mutation leading to

vitamin B12 deficiency

Homozygous mutation
(1278T and G3075S) of CBS

1nwu1n1s (Nutrition)

A152103013U0 © U e,
an, cholin, serin
ASUSLNAINSNA

methionine 1nNLAY

A15219303U0 o U o,

ian, cholin, serin

A15210308U0 o U e,
Ilan, cholin, serin
FEAUTULTS

15 (Diseases)

mwmw‘hmmaﬁmu NI

AMzlafnaeluy pernicious

AMznsynnuveslnsesn
gosluulasiiu
TsAuz3arnee
T3AaginRuTEAUTULSS
T5ALUIMIY

g1 (Drugs)

Folate antagonists*

Vitamin B6 antagonists**

Folate antagonists*

Yadedue (Other factors)

#1gu (tobacco)
weanedea (alcohol),
AW (coffee)
AMznuaUTEILAoU
(menopause)
WAYIe (male sex)
g991¢ (old age)

AMeRnLaanssea

(alcohol abuse)

CBS = Cystathionine beta-synthase, MTHFR = methylenetetrahydrofolate reductase

* Folate antagonists l@ilA methotrexate, phenytoin, carbamazepine

**Vitamin B6 antagonists lauA theophylline, estrogen-containing oral contraceptives
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nalnmisifalsafofanasnasnidonannios
Hyperhomocysteinemia

Foyaannsinuiddedusuanndagtuidon
nM% hyperhomocysteinemia finalnnsgaunisiinn e
vinanidenualia @therosclerosis) Wlugnmsiinlsaiila
LazVaBALdEn® © o 0% ko b &0

. Judennsireuveseulesl clutathione
peroxidase inavinlvinszsu lipid peroxidation tnlud
AMizviaenidenuaauds (atherosclerosis)

. ﬂiz@ju leukocyte recruitment Loy upregulat-
ing monocyte chemoattractant protein-1 (MCP-1) uag
interleukin-8 expression and secretion

« N3EAUNTIAR oxidant injury Midoyviaeniden
Lﬁmmiﬁ%ﬂ\‘imiauga@aiwﬁﬂ 9 (free radicals and reac-
tive oxygen species, ROS)

. ann1sAaNEfveanAden wastiiuainy
FIUNUYDINADALADN

- Wasuwasanifiveslusiufiieatesiuudasm
V941890 (coagulating factors)

. ﬂizéjumsi’mﬁwaqmémﬁamﬁ@awaamﬁam
isiseey prothrombotic factors ﬂizﬁumilﬁmémﬁam
LazannsaaeALEen

+ iiun1sa¥ianeaanay (collagen) wagnsdiy
mMsienvemaendenias

- Winnsesgyvenwad nduileisuves
nasaldon (smooth muscle proliferation) fAwavinli
NADALAARULAUAY

< unsvheeaoul 3-hydroxy-3-methyl-
slutaryl-coenzyme A reductase (HMG CoA reductase)
finaifiunsadns cholesterol

a1m McCarty MF wagauz™ lalauoauyfigiu
Aeatunalnnisifinannudsssenisialsaslauas
waendendiduiusfiunsfiuseiu Hoy d1taniinan
137l interleukin-1 beta (IL-1B) mzﬁu hepatocytes
fnavilgudanis expression 00Ul methionine
adenosyltransferase dsualnisvinsuvesioulysd
cystathionine beta-synthase (CBS) anad Fatilugnis
Winvesesu Hey Tuden

Hey TunisussiiunowidealsaiolAnasraaniden

Tl AA. exaa N15ANYI CUDAS (Pearth
Carotid Ultrasound Disease Assessment Study)™
SI8UANNENNUSTEIINaTERU Hey Tuideniuminumun
099Ul fifgveinasnianailiia (carotid intima
media thickness, CIMT) luuszansiilauansonnisves
spilanasnaeniion nasainuiudadeeny e uag
Yaduidvadadiu (conventional risk factors) W&INUT
A1 odds ratio (OR) slonsuiy CIMT waz carotid artery
plague %anﬂﬁjuﬂizmﬂsﬁﬁizﬁu Hey Tuaae highest
quartile LﬁauﬁUﬂduﬂizmﬂ‘iﬁﬁizﬁu Hey Tuaig lowest
quartile HANNITU b5 UaE @.0% AWEIFU

Boushey WazAmy™ lAT2U5I09UITEAN99)
fAsafuszdu Hey warlsanaoaidon wuin yne
¢ lulpsluasednsvesseiu Hoy Miutuasifinsnsdes
san1siinlsavaeniaenialalalsuns (coronary artery
disease, CAD) Tu oehsiitfodfymnaada fio OR iy
©.5 (95% Cl 0.€ - 0.0) kA% 6.6 (95% Cl 0.0 - 0.¢0) Tu
Feneuaziuds sud iy Jendnendeiunng o Tadlua
seanseesyau cholesterol 7lLiuau

Tuhueafeniu NMsANYILUU meta-analysis 1ng
Wald DS waaniz™ evinmssiusiuaziinsgideyalite
MANNFUNUSIENINTEAU Hey waglsamlauazvaoniion
aglimng o lulasluasodnsvesszdu Hey Nanasdl
naanaudsaanisiinlsaileviaden (ischemic
heart disease) nmzauldongafunasdond (deep
vein thrombosis, DVT) waylsaviaaniienguad (stroke)
jovaz ab, b WAy b MUARY

Uagduilsrenuanuduiusvessedu Hey Ty
Wonasiunisiinlsaidlauazviaeniden SR IEes
fonsiinnendruietilaviniden (myocardial
infarction, MI) wazlsaviaaniaen (vascular diseases) Ay
Wity o wihmneudiudures Hey luidengend
ol lulasluanedns® ™ ™

dmsuseu Hey lunisussiuanudsslse
lauazvasaidonluggieny (elderly) 37nn15ANW
198 Gravina-Taddei CF wazaqz™ Wuin Aedeued
52U Hey ludgseny CAD (ke $78) way non CAD
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(@ 918) AAWINAU oc.am + €& LAY 060.0« + <&
Lulasluasiefing mud1du (p = o.oe¢) Uazajuil n1dg
hyperhomocysteinemia \Jutladuidesdasyronisiina
CAD luggeeny (risk rate (RR) = b.om, 95% Cl 0.0l -
@.om, p = o.o€n&) Zhang S karAML™ Useiliuaiy
FuussEnINesEau Hey luideniunmeviaonidonundms
(arterial stiffness) fiuszifiuan carotid femoral pulse
wave velocity (PWV) wag carotid radial PWV 1‘14@@@@?&4
(wko $18) WU ¥AU Hey Tuldoniinuduiusesial
HodAYn19adfnu carotid femoral PWV ugiinazdsu
Haduiduedainvosnsielsailauasvaandonoenudn
ualdnuandunuseg1slidedAgynisadidnu carotid
radial PWV aquedi Forti P uazae™ Anwszdu Hey
Tunisidutladeidessonsiin acute ischemic stroke
Tugfaseny (oee 518) WU seAu Hey hiflannuduiug

(YY)

AUdnI1RNe (mortality) 910 acute ischemic stroke Ll

X

fanuduiusiv poor functional status YedgseATIn

= 1Y

Fepuduiusaenanuanizlunguiasengnisedu
Hey 2 mo lulasluanedns

MSANINIIAEGNINGIAU Hey Tuussynsing
frnuanfinisAnuniepadnisanuvainuay
mnﬂ’uqnammm@uﬁLﬁaaﬁﬁ'aaiuﬂizUQUﬂWiLuLmuaa?ﬁu
204 Hey, 558U Hey waglsafiisatostussuuimilouay
vaeadorlulszrnsine aguléed
NNTANBIANNFLNUSIZWINANUNAINIAEUD
Sufiieadadlunsyuiunmswunuedduves Hey (MTHFR
wa CBS) fusesiu Hey wasinniiu luaulnedidvhuin
LAULAZDIU WU STAU Hey Lﬁugqﬁuiuﬂéuﬁﬁﬁwwﬁﬂ
WAukazIues 9 TTudAYNINETR LasWUIITEAUTSY
Tlandusudsedu Hoy Tudenldffian uilinuai
wanAegaliveddunieadivesnuivesniuman
MAENNNUSNITUVRIEY MTHFR wag CBS oAUl
fhhminiiusazdufuaulnd warlinuarudusiugly
mMswasunlasseiu Hey yonNTfinuin Auduug
FENTNANUVAINNANENIIRUGNTTUVRIE UMY AuTEAU

Fofumdeteeiluianuduius fulunisiivunseeu

%
o v a

Hey egslsinn nquiididminiiuuaz8uiill variant
genotype 988U MTHFR (MIsunus C677T) WuU hetero-

zygous (CT) 38 homozygous (TT) d5gAU Hey L‘ﬁ'mgﬂ
Fusthadideddmeaindiossiunselnanluisuanac

NSANBIANUFURUSTENINTEAU Hey Tnlian
wazinndiud ol fulsavasadeniilafiu (coronary atery
disease, CAD) Tugthelng IFseeuAeisvessEiu Hoy
lugfe CAD (ox¢ 518) Uazgthas non CAD (eob 518)
TANAU ee.c £ Do Az eolb + @b lulasluanedng
AIAITU (p = o.0b) hazNuANAUTUSDE 1 TTEdAYY
NNEANATLIINTZAU Hey wag CAD (odds ratio (OR) =
®.08, 95% Cl @.06 - @.00, p = 0.0m NaINUFUTAY
91¢ I futiianie 1A ANuRulaings n1sgu
Y UsziRvesnngluiuludeniiound wagssiulnian
wazIniud eb) uslinuanuuanssegeditdedingmng
ARUDIIEAU Hoy AUdUIUVaen@enalafiu (number of
coronary vessel stenosis) 818 Avtlananie 15U
anusulatings msguyns uazUse iivesnnigluiuluden
NaUNG miﬁﬂmﬁaiﬂﬁﬂ 1% hyperhomocysteinemia
anvvzduieduidudase (independent risk factor) #e
maifin CAD TugUaelneg=

MSANEIANELNUGIZNINISEAU Hey AUAMMIN
Y999uiiun difgvosnanndanailiia (carotid intima
media thickness, CIMT) Tutszensinesialy D1YILNIN
o - go U 91 bee 118 Tunguuszannsmluliny
ANduiuSegsiited Ay nseifsenIneseau Hey Ay
CIMT (r = o.oslo, p = 0.loaa) LLm”luﬂajmﬁquwéwumm
duiusegnsiidudAynisainsenineszau Hey AU CIMT
(r = c.oc®, p = 0.0m0)"

NM5ANYIAUFURUS TEUI1IAUNAINAATEY
MaiUgNITNVeITU MTHFR fusedu Hey TugUaelne
Tsanaoatdeniilafiu (CAD) (wob $18) tiwufiu
NguAILAL (e 318) WUIN genotype Uay allele
frequency 183 MTHFR (fifusmis C677T uae A1298C)
lafianuunnensegelidedAgynieadfsyninanay
AU7e CAD Aunguatuay wazasuinnnumainuae
MaNugNsINYeTY MTHFR lufimnuduiusinensaiu
M5 CAD usnainasienszuiunsinlsaifiosnly
nsrvunsAalsaiitedodssuiumatstiade uasny
hyperhomocysteinemia fiunumvinlviia oxidative
stress e endothelial dysfunction Fadunszuaunis
Tusyezusnuesnsiinngvaoadoauasuds (athero-

sclerosis)”
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N1S0S91ANNSAINAIBTNISINSOU Hey
wieyaanuarensinwidelinsatduayud
52U Hey Tudendutlasodusdassaonisifnlsamla
uazaenlaen (independent CVD risk factor)™ ® ™
agslsfmu Tutlagiudelddnisuuzilinsadanses
(screening) S¥AU Hcy ‘LuLﬁam‘Luﬁﬁﬁqﬁumwﬂiﬂa e
nsUeaiuuuuyguail (primary prevention) uagUsziiiu
audssienisinlsaiilauazvaenden”
dmiunsiasysu Hoy Tudesiudouaizidon
A5 MIsunaT ob Falus (overnight fasting)
dendnidsanissuniusesu Hey Tuidenaineimisd
Sudsznu Fe5du Hey ludenanunsatalagldinada
#1499 lauA High Performance Liquid Chromatography
(HPLC), Gas Chromatography (GC), Mass Spectrometry
(MS), Enzymatic assays, Fluorescence Polarization Im-
munoassay (FPIA), Chemiluminescence Immunoassay
wag Enzyme Linked Immunosorbent Assay (ELISA)
wafiafifionann fe ELISA wag HPLC® * ¢

N1Sanssiu Hey llasnWIFUIcOMSIAN
[snRolanasasni@on
Toyaannarenisnwiddefinuanuduiug
SeminesEiu Hey ludenafifindufuanudsssants
Aalsavlauazvaoaidon™ ™ lugnisAnuided
WuIIMsSnviieansedu Hey Tudenuazusziiu
Uszlewdlunisanainudsssenisiinlsaiilanay
naoAdenr1e laun lsawilaviaden (ischemic heart
disease) nmzndiionilane (M) uazlsevaonidonaues
(stroke)**
nsLEsAandiud (B vitamin supplementation)
Tawn 3917ud b U oo waznsalnan Wuuwmenmssnm
Anasieszdu Hey fnsAneidelunguitnsunalg
udwan1sAneIwuueAinses (meta-analysis) 7
Uszidiusslenivesmsaduinfivlumsanarudosie
mainlsailanaznasnden Jusaznisne iz
fiddny Fwandlunsed « uag ¢ >

M99 &  NMSANYINIAATINYDINTaNISEAU Hey tagasdssnanisiinlsaiilalagiaonidon

nguUszyns

LHUNISINN

WNan1SANEN

A5AN®Y CHAOS-2 (Second Cambridge Heart Anti-Oxidant Study)™ <

HUrelsAvaeniion
wlalalsuns 91w
0,80 318

quiithelilasunsalndn ¢ fadndusodu
Wsuiugvasn Wusseznalede e.o U

naugtefilesunselnandszu Hoy anasann
ool + b WU« + ¢ lulnsluanedng
wiliimunsanaswesnsiinnmendaionile
metlidedin (non-fatal M) Msmeifanme
Pnhlaazasniden (CV death) wian1slisu
Wamsavaendesiluiiedeuusuvasndon
Taelailénnaunu (unplanned revascularization)
(Relative risk (RR) = o.a%¥, 95% Cl 0.6/ - @ o)

A5AN®Y HOPE-2 (Heart Outcome Prevention Evaluation-2 Study)®

A

NUeNdUse I8 duiUhellasunsalan Ianfiud o way

LY
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lsAnasnidannse T ol WU b.¢, &o LaY

o w

LU 91U
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o Jaansu any
d6u viSeemann Wusresnaedy @ U

nauiileFunsnlngn Innfiud o uasd o sEdU
Hey anasiovaz bo (o.« lulasluanadng)
dunguillésuemaensiu Hoy istuetas o
(o.o lulpsluanedng) nMsiasuinndiulifinaan
é’mwmimaﬁﬁmmamﬂﬁﬂmawaaﬂLﬁam
(cardiovascular mortality) (RR = o.ad, 95%
Cl 0.do - o.0m LarsaTINMTianvnae
wlame (RR = o.ew, 95% Cl 0.c¢ - 0.0c)
Yzfisnsnisinlsavasnidondusianas
Fo8az e (RR = 0.0&, 95% Cl 0.&x - o.c)
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M58 &  NSANYINAATNYEINITaNIEAY Hey taganudasnenisiialsaiilanasiaonidon (ne)

nguUszYINg UWUN13SNE

WNAN1SAN®EI

n13ANY1 SU.FOL.OM3 (Supplementation with Folate, Vitamin B6 and B12 and/or Omega-3 Fatty Acids Randomized Trial)*>

gUredUseiRnsiAn duiUaglilasulvlian Fmfiud o 9 ol
nanulailamie (M), YUIA Eoo, o LAY bo Aaansusoiumniy
Aziunthenyiialund aeu visesmaen Wuszeznanede o Weou

(unstable angina) %3
AMEVaRALADAANDIAY
(ischemic stroke) 4717u
b,&oe 1Y

Liwuanuuanaegnsdiduddyreannnisal
nevaealden (harzard ratio (HR) = o.wo,
95% Cl 0.9 - @.lom)

A5ANYY NORVIT (Norwegian Vitamin Trial)*”

fhefdnamendunie durfthed @ ngun1sinw fe o) nsnlvidn
walamenielu e u 3iud » wazd ol UM 0., <o LAy
(acute MI) 91U o, pee o.€ faansumneiu MUAIRU b) NTALNEN
St wazIMiul el UM o.@ UAE o.€ Taansu

faTu ) IAUD b WA <o Tadnsuraiy
& I a &
739 @) g1maen WUuTsuandy <o oy

nauilasunsalnan 3n1fiud b uazd ol szAU
Hey anaslaneiaea o (o lilasluanedns)
nauillasunsalnanuazd oo s¥AU Hey anas
9ieseeas be (mne Wilasluardedns) vugh
I oA vo a a o I oAy vo
nauilasuanizinnfiud o waznguildsu
gmaenlinunsiUasunUaessEau Hey Lay
wunguilasunsalndnuasinifiud ob il
Naam primary endpoint (fatal and non-fatal M,
fatal and non-fatal stroke, and sudden CHD
death) (RR = @.0@, 95% Cl o.cm - o.b¢&,
A o o oAy v vo a
p = o.me) Walsuiunguililasunsalan
wardnfiug ol weNINTGIMUI NFuTILASU
AsAEN InAuD b ward ol duultslunsui
primary endpoint 5888z bl (RR = e.bl,
95% Cl @.00 - @.&€0, p = 0.0&) KALNITHIA
Y X o al\l | A aa
AmznauilemlamenlidedIn (hon-fatal M)
$p8az mo (RR = @.m0, 95% Cl @.00 - .5,
A o | Ay Yo
p = 0.08) WawWisuiunguilldsuemasn

A13AN®Y SEARCH (Study of the Effectiveness of Additional Reductions in Cholesterol and Homocysteine)™ <

gUrelsananuiilerila duifUglilasuen simvastatin lbo (Wu199)
Mg (M) 11U elo,0be w39 <o (Vunge) dadniudedu iean
918 szdiu LDL uazduiUaellasunsalndnuas
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F910uT ol WA b kaE o NaansUAD I

& A o I
Wioevann WeanTzau Hey Wuszezian
1288 <o LHau

naufléisuen simvastatin YuIRgIANLIIAAN
seu LOL Tdnnninnguiilé¥uen simvastatin
e wazhinupruuaneseeiitoddy
YaunnN1sain1hlauagvaeniion (coronary
death, MI, coronary revacularization, fatal or
non-fatal stroke, non-coronary revascularization)
seranguitlssuinmiunasnguitlésugmann
wavagUinnsanszdiu Hoy lifinasionandes
ARlvANSaNavaeniden (risk of vascular
events) waghifivszlevilunisdesiulsaiila
uazvaanLden
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A15ANWT VISP (The Vitamin Intervention for Stroke Prevention)®

VTR INRRE PR LR quithelvlasunsalngn Fmsiud o wae

\donfilifin1s (nondisabling T o WM b.¢, b Uay o.< dadniusoiu

cerebral infarction) 91w @AY (VWIRgY) Weuiugtienlasu
44' = = a a a

o, oxo 718 WeLUSEUTigy naldnuaziniiud b U9 0.0l uay

MsiERuIniurngIuay olo fiadnfureiu (vuae) uaglasunsalwan

YUIAF wazIniul oo UM 0.0 AT o.0b

faansusou (vunasn) Wuszeznanads o U

nauills3uImiuvunagesesu Hoy anasionas oo
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(stroke) (RR = @.0, 95% Cl 0.@ - @.m) Lay
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(recurrent stroke, coronary events, or death)
(RR = 6.0, 95% Cl 0.8 - @.0) 11N15HTU
Infiuanunsnanseiu Hey laneszauuiunans
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A15ANWY VITATOPS (Vitamins to Prevention Stroke) ™ <
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attack, TIA) nelu o oy
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n15ANE®Y WENBIT (Western Norway B Vitamin Intervention Trial)®
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$1UI o MIANY FIRIUA o looe 578

N15LE310 Omega-3 fatty acid (olo-b nSumeiu) dnaanszau Hey
188 -0.0x ilAslARDEAS (95% Cl -0.2x, -0.c”) M3 Omega-3
fatty acid S3uiUnsAlNGEn (oo - b,¢oo lulasniunet) uarimfiud o
Lay ol JUsyavENNARansEAU Hoy uINAINT1Y Omega-3 fatty
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(CV risk)

AsAnelng Zhang C wazamz U A.f. woec™

WeUszdiumuduiusseninenisiasuinifiug ues
ANULABIRENISIAR cardiovascular outcomes
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SWNIUR &l 518

nsiasuinnfiud lifinaan major adverse cardiovascular events
(MACE) (RR = 0.6, 95% Cl o.c%n - @.0a), 9013191852 (total mortality)
(RR = @.08, 95% Cl 0. - 0.08), NMwinlangauiu (cardiac death)
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(stroke) (RR = o.&@, 95% Cl 0.8¢ - @.0m) hazn1stduIn1dud
LﬁamsﬂaﬂﬁumuﬂgmqﬁﬁawaEJQﬁ (primary or secondary prevention)
Liduiusiunsananuideasenisiin cardiovascular outcomes
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A15AN¥Llae Jardine MJ wazane U A.6. mooke™
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viaaniion TuiUae end stage renal disease (ERSD)
#38 advanced chronic kidney disease (ACKD)
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Uagdiu 2017 American Association of Clinical En-
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Abstract

Homocysteine on cardiovascular diseases

Wimon Phuntuwate

Department of Biopharmacy, Faculty of Pharmacy, Srinakharinwirot University

Homocysteine (Hcy), a sulfur-containing amino acid, is an intermediate product in the metabolism of

methionine. In many studies, Hcy has been identified as an independent cardiovascular risk factor. High blood

level of Hey is called hyperhomocysteinemia indicates altered Hcy metabolism. This condition can be caused

by many factors including genetic defects in Hcy metabolism, nutrition, diseases, drugs and others.

In this review article, Hcy metabolism, factors influencing Hcy level, causes of hyperhomocysteinemia,

mechanisms for cardiovascular disease (CVD) in hyperhomocysteinemia, Hcy as CVD risk assessment, clinical Hcy

studies in Thais as well as effects of Hcy lowering therapy and CVD risk have been proposed. Although the major

studies have reported vitamin B supplementation significantly decreases Hcy levels, such therapy to lower Hcy

level for prevention of cardiovascular events is not recommended.
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