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Editorial

Genetic Risks of Atherothrombotic Diseases
In Taiwan

Jyh-Hong Chen
National Cheng Kung Uni ver sity, Tainan, Tai wan

Over the past years, many stud ieshaveeva u ated
the association between genetic variations and
atherothromboticdisor dersintheworld. Whileethnic
back ground playsanim por tant roleinthe study of ge
neticrisk fac tors, datafrom Cau casians could not be
directly appliedtotheOri ental populations.

INn 1992, Cambien et al.firs demondratedapositive
association between angiotensin-converting enzyme
gene |/D polymorphism and myocardia infarction.
How ever, studiesonthe Chi nesepopulationfailedto
findsuchassoci ations.2® In 2001, datafrom Ta wan aso
demonstrated the negative association between the
C677T mutation of the methylenetetrahydrofolate
reductase geneand therisk of cor o nary ar tery disease
among Chi nese*® Theseresultswereaso not consis
tent with those that had been re ported in the West.

Recently, thege netic vari antsof thrombomodulin
have becomean other fo cusof sudy. Thrombomodulin
isanendothelial cell mem brane-bound glycoprotein.
Itsmain physi ologi cal functionisto bind thrombin.
Recently, several distinct mutations in the 5'-
promoter region of human thrombomodulin gene
have been identified, and Asians are particularly
noted to carry these promoter mutations.® The G-33A
mutationinthethrombomodulin promoter regionwas
acommongeneticvari antin Ta wan, withaprev a
lence about 13-15% in healthy controls.” From re-
porter gene assay, this mutation was noted to be a
functional geneticvari ant.® Datafrom our re search
team found that the mu tation might play arole asan
independentrisk factor for theoccur renceof coronary
artery disease, carotidatherosclerosisandmyocar dial
infarction.”® Therisk of prematuremyocar diad infarc
tionwasremark ably in creased, especialy for heavy

smok erswhocar riedthemutation.® Thesefind ingses
tablishedthesignifi cantroleof geneticrisk factorsin
the pathogenesisof atherothrombotic disor dersin Tai-
wan.

Inad di tion to those ge netic polymorphismsof the
genes involved in the renin-angiotensin system or
coagul ativeand anticoagul ative path way, anassoci &
tion be tween the paraoxonase (PON-1)-191 poly mor-
phism and coronary atherosclerosis has been sug-
gested by reportsthat showed protection of ox i dation
of LDL cholesterol by HDL-associated PON1. The
associ ationbetweenthepoly mor phismof PON1-191
and cor onary ar tery diseasewasnot consistent.® In
Tai wan, Ko et al. found noassoci ationbetweenthe
GIn-Arg 191 polymorphism of human PON1 gene
and CAD patients.® How ever, the structually related
PON2 genehasbeenrecognizedasbeingfunctionally
similartoPON1inlipid metabolism. Thedatafrom
Pan et al. inthisissue" demonstratedthatindividuals
with SSge no type of the codon 311 poly mor phism of
PON2 gene showed anin creased risk of CAD. There-
sult might sug gest that the PON2 poly mor phismisthe
other geneticrisk factor for cor onary ar tery diseasein
Ta wan. Thesefind ings are mainly from case-control
studies in the hospital base. To establish the gene-
diseaserelationshipinTai wan, furtherinvesti gations
are needed.
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