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IN—F ) BEDALDEL, DLST #iET£8%
. DLST BT TldE&ED DLST Ofttiz 1 2
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/s & O EIREE L E R OB R
FTHLIEMNHE SN TS, K
HEWrIH9E T8 5 NILS-LSA &no—fix
FRIZB T2 EERERNDLE RS &
MTHFR JE&{nF R OBEEMEIC D E T

[_/7:":0

B. MR EM

NILS-LSA Z&ED S . BEE MRT &
MTHFR Bia FEROFMENTE, K
FOMEDEWITN AEHRELT,
FEEMERN L EREE & LT, EHER MRI
(Toshiba #HEVisarl,.1.b 7 A F)
& D EAEES K SRERE R
FEAf L7z, BOERPERGEEIL. 51T
T TEEEKP L THRLE. 97
FHEZED. Tl s B W TRIEES
Aal. D T2 Al EIIBs0nTE
EEEZrIEREOEE 3m M5
Hm ORLEEERLZ. BERZE,
RIBNE B OESFFEICBITS 12 53
FHE GO SEBTHORELINAD )
S5BICEUE VL—RO D EE
FEHOEWEO, JL—-F1 :HifAd
AN WA OGESHEZ S &
DHHD, FL— R 2 BiABLIUE
AIZF v TIROBEFEREZRD. #ll
s BRI o N N RO =R =$

28



RREOHHOD., JL—R3  LDJLE
WG ErRT KERMOERES
HEREDALO, TL— R4 fR=E
FEZ2Z2ICEDLDICEIEZEEHE
EHBELOENEHELT-,

MTHFR @ C677T B TZ£ BT, kO
FHiEIZHEv PCR BEEHIOD Hinfl 12X 3
RFLP {2k 0 H A ¥ 2 72175 =, |IE
BEERNEEIINT 22000 EKRK
TELUT, Fls. SIE. HEERE. &
R e, W2FE & 504 L 7=, HoaHAaTis.
SAS W TIT- 1.
WEEAOEE : {3 SHEITHL
Tid. ZEBROGHBHICE DX,
R EVAA S VA NN e s (VNN 7))
bHE, XRICTRBEEB/E TV,

C. ¥A&
HERHREZEOHEELAERE
O, Mim & & BIT/MLZ
(K1),

B 1. i & EERERNEREELE
R

—
o
T

ST EEBHTAE

[
T

10
{n=422)

40
(n=458)

50
{n=414}

60
(n=427)

i

29

PYH 2
L TR

B3 BRI 1 350 41 FE

70
(n=422)

40
(n=458)

50
(n=414)

60
(n=427)

S

o RENEREBS LR EEEDOHE
Ei3. 60 B S SBUVREMARRD 5
Nz, 2HFEOKFTIL, MTHFR TT
& C HRE (CCHCT) BERIICAEER
HOE B AR ZE (¢ *=6. 71, p=0.01)

BLUES 7 FOHBBEEDE (=
6.17, p=0.013) Z2FED= (F 1. —
K. 60 BELA LD 849 HIOEF T,

MTHFR TT B & C REFE (CCHCT) BER
WBWTHEEBEOHEE (1 =6.20,
p=0. MM ICBFERAEZRD(F D,

% 1. MTHFR SEfR T4 % & S @ hE i
MR (SX5RE 1=1721)
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¢ cT 1T { CCHCT TT i
SCt (=) 256 31 94 £00 54
18CH(+) 41 T S 119 3%
12867, p=0013 224 16, p=0.007
Latunae (+) 44 63 32 W7 32
: 224,08, p=0.018 12810, p=0 0044
b
PYH 01 {158 iV] 51 367 ]
PYH 2 ] 114 42 192 42
PVH 34 T 39 ki | 160 37
72=6.69,p=0.152 \ 22=6.20,p=0.045
PVH 24 149 203 LT 1] 7
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1 ) angiotensin [l type 1 receptor (AGTRI)
Al166C %4
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Guanine nucleotide-binding protein -3 (GNB3):C825T

Endothelial constitutive nitric oxide synthase (eNOS)
:exon? Glu298Asp, intron 4 (4/5 repeats)

Angiotensin-converting enzyme {ACE): intron 16 I/D

Mitochondrial DNA

Angiotensinogen (AGT)

Angiotensin 11 type | receptor (AGTR1)

Angiotensin If type Il receptor (AGTR2)

& -adducin

Platelet activating factor acetvlhydrolase (PAF-AH)

Connexin 37

Cytochrome p450 subfamily XIB polypeptide 2

11 3 -hydroxysteroid dehydrogenase type IT (11 5 HSD2)
(3 -1-adrenergic receptor (ADRB1)

3 -2-adrenergic receptor (ADRB2)

w -2-adrenergic receptor (ADRAL)

Paraoxonase-1 (PON1)

Superoxide dismutase 2 (SOD2)

Erythropoietin receptor (EPOR)

Aldehvde dehydrogenase 2 {ALDH?2)

Fibrinogen A @ polypeptidase (FGA)

Glucagons receptor (GCGR)

Paired box gene 2 (PAX2})

Flavin cantaining monooxygenase 3 (FMO3)
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ATP-binding cassette subfamily C member 7

Fibrillin (FBNT)

Transthyretin (TTR)

Cholesteryl ester transfer protein (CETP)

Apolipoprotein E (APOFE)

Cystathionine [ -synthetase (CBS)

Fibrinogen { -polypeptide chain (FGB)

Apolipoprotein E (APOE)

Hypertension associated SA (SA) Psu

Glucocorticoid receptor {GCCR)
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T/T genotype (p=0.0102) BT E Tho7/2(#£3),
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/D 28 prostacyclin B {n T- OV — ML F 2880
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F22. CVD FER B EAC IS5 ME5178C/A 270
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M T78C H178A Odds ratio
214
CVDEE 89% 38 1.86
R AT 164 130
Bt
CVD#E Bk 21 1.86
e R 97 70
p-giid
CVDiHf 35 17 1.84
il AR 67 60
*P=0.0054, *xP=0.039
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Genotype CC CT TT
o AR 18.6 41.1 10.3
CVDRER 34.1 45.7 20.1% (%)
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Al166C %5
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CVD #C MtH178C (p=0.0054, OR 1.86) (F2) .
MTHFR #i{=+ 677 @ T 7L {(p=0.0018) B LT}
T/T genotype (p=0.0102) BHE Th -7/ (F3).
ecNOS BE{x T THL, 4/4repeats X144 NI THY,
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F=0. CVD FEH R BT I50370 Mt 178C/A 5
BYE £

2 5178C 5178A Odds ratio
Guanine nucleotide-binding protein & -3 (GNB3):C825T
Endothelial constitutive nitric oxide synthase (eNOS) EX¢1]

:exon7 Glu298Asp, intron 4 (4/3 repeats) CVDEE 80x 38 1.86
Angiotensin-converting enzyme (ACE}): intron 16 I/D fr s B P 164 130
Mitochondrial DNA
Angiotensinogen (AGT) B
Angiotensin II type [ receptor (AGTR1) IR =
Angiotensin i type Il receptor (AGTR2) C\’Pﬁ: . ‘)4:':* 21 1.86
& -adducin A a7 70
Platelet activating factor acetylhydrolase (PAF-AH) Fohk:

Connexin 37 PR -

Cytochrome p450 subfamily XIB polypeptide 2 CVDEf 35 17 1.84
11 8 -hydroxysteroid dehydrogenase type 1l (11 S HSD2) Bl AT 67 60

3 -1-adrenergic receptor (ADRB1) *P=0.0054, #¥P=0.039

£ -2-adrenergic receptor (ADRB2)

¢ -2-adrenergic receptor (ADRAT)
Paraoxonase-1 (PON1)

Superoxide dismutase 2 (SOD2)
Erythropoietin receptor (EPOR)
Aldehyde dehydrogenase 2 (ALDH?2)
Fibrinogen A & polypeptidase (FGA)
Glucagons receptor (GCGR)

Paired hox gene 2 (PAX2)

Flavin cantaining monooxygenase 3 (FMO3)
Integrin £-3 (ITGB3)

ATP-binding cassette subfamily C member 7
Fibrillin (FBN1)

Transthyretin (TTR)

Cholesteryl ester transfer protein (CETP)
Apolipoprotein E (APOE)

Cystathionine § -synthetase (CBS})
Fibrinogen [3-polypeptide chain (FGB)
Apclipoprotein E (APOE)

Hypertension associated SA (SA) Psil
Glucocorticoid receptor {(GCCR)
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CVDEF B 341 457 20.01% (%)
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