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REBMFLETD WNK4 BIEFOLI V271D
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DFOMBABRREEERICHFELET S VELEAR
BELEFETOND. FZ CCEBESEEMA(GPCR)
ICEETARNEYRRTF FIZRT VI F¥ /1
RLYFEY V1R ERENLRRERTF FHEWID,
GPCROEHREZERBEEFRAHEFICEB L.

Regulators of G protein signaling (RGS) &BHi%, G&
BAGDPE A GTPEI L % h iFH L L2 b D 2 RifH
B -GDPEUIIIASBRICEIWRIBELXTHERTH
), Heximer5 i3 OZBIICEB L, #0BEF (rgs2)
D) 7Ty I ARZERL, IEFAHORE KRG
L=k oA, 0wy X3 REEET (tgs2 -/ -)D
Al GFTATFOEET (rgs2 +./-) CHFELEFD
mMELEAZRL:. CoOFERLY, RGS2EEFIEE H
HHFEHETH2D, RGS2EHETFORBAEL L FEHT
DERTHLWTEEEIVDHD, TORERFSREBOED
BEEEALY. B53ADENEEREDrgs2 % 70
E—I—DoLIA-T A4 Y ITEBREYAVIE - V-2
IVALREZAS5DODIALYRAER (Gn2ley,

" Gln2 Arg, Met5Val, Arg44His, GIn78His) 72 & UIC
1207V —A>7 PEHR (1925-1926 insT) 2B
TSNPABOBOOERTL - 2 ARDOH o7, 1873A
D—HBERIKDINODERIZEDLN, TLDBLEE
105, BEREBETHLPIII AL DREELIE
Bb 3 L EXHLNBSNPSHE L BOOLNLY, T4 v
b1 (1026T>C) & 3 (18911892 delTC) D7
VIVEE#60%./40% L BEDE WSNPsb XD B
mMECES L2 5, RGS2BEFREMERRER
EFTHHEEZOCNBREREBRETLEDTVS. Ch
SOBMERRBEFZEORBER LT CHIEFET
BRI TR, SEIBEENCLIEMTIINAT,
RENLHE ZOBREFRIIT, SOAERMEN L
VERPLHAETSILICX), BNERERETFSE
FPETAHAADNENERELZVWALERLTMELRZ
kLT, BEICBBRLLBE, TOBRENY
I L Vo BRHETAIEICIDFFAESA TV
ENHBLEZTVA.

BiEEREEEEERET

H4 I BEMEEREREOET BT 2 RETSE
FALPICT B0, BLESEYSFICRBEDT
D—BERENRICBHIREL, LA, FREOBEH
BIEFORZZED TS, EE¥RLENEREOFH
PEETHORLIETOSHETSHY, BREFHERY
BB EOERIC R RETFSH, SAHEDR
ENFHCENE, LOBRRBELToRY, FhE
NOBRBEECEDL ENIEHEZ RN ORESES

2005

LWL BEZTFHTAZENWiEERBEEZ LN
Ah6ThH5.

g4 R3BEmERBRECOKZAL L L CHEBRKT o —
2o THONANPEE (Intima—Media Thickening:
IMT) ZHv, BRBCERECHEDIBETFSEERE
LT&7. ShITECIIEMEREH0AICBIT 5 HER
BILOETICYRAY VI 4 S - TFOURS TSI D
AREEE (L-PDGS) BIET 3 FBREBIHFET S
4111 A>SCHBI5THZ LR BELAY. 861, 8L
DEEER - ZEBERFEIC X ) BIARTE(L & DR REBFRAHER S
T FHREEEEF (hepatocyte growth factor :
HGF) ™ %IL—- 6 (interleukin— 6) '®, Clusterin'®,
DBREFEEMNRIXY, FHREMICESET22LE25H
MEBELZ LI —BRERNROFBITHREL T 5.
IL- 6 BIzFDTOE— 5 —¢HIE-636 G>CIiZBWTIX
F2URT I, KEDATRDHHCERTRLIMT
BE220, 2822 0B CIGEHOELMCT LIV
(CC+GC) BT LAEIIEYP oz (R2). ZOHRE
XY, L- 6 BEF/uE—7 —HROLEIIBREL
EERICES L, BRE{LE LIVEHIE LR 251 &%
CYTMREARBRENDY. ThITIIRL IEMESE
DEXCE5T 2 BEFSRELTIEL VR Y VBR
ERNTEE4 (GF- 1R) &7, BOESHFEEICR
ACE, 3 25Nansdaq FEEHE (MLR), A—8—
FE¥YFYRAALY—¥3 (SOD3), TV Ft) &R
B#%1 (ECE1), 7 P Y ARRARTF FEEFH4KIL
(NPR1) &fET, FTABREALICAEIARD 4 BETFU
MicwbYvZrR-2yo7a7r7—¥2 (MMP2)
BEFOOSEIFBEET LI EEZABLTYS. BHO
BOEEEEENEREFSREGODETINLDEH
RRARBIEVNENEREOREBEELESZ TR TS
V=Wl Y BARLEZTEY, AIMIEE~DERD

£2. L— 6 BEFNPE ME(E, SHEBIRNPEEEE
DHEE (CHRETHEES

ne ) &t
SNP REFH ? REFR »
-636G>C GG GC+CC GG GC+CC
DBP, mmHg 80.5%1.1 81.0+03  0.656 20.421.) 78.8£0.3  0.160
SBP, mmHg 1279218 1293405 0.461 1333220 1284205  0.017
GG+GC CcC GG+GC cC
DBP, mmHg 81105 30.9:0.4 0.656 78.6:0.4 79.1:0.4 0.333
SBP, mmHg 129.720.8 128.3£0.7 0363 128.7:0.8 128.320.7 0.935
£38G>C GG GC cC GG GC cC

mesn IMT, mm 0.9120.01 0.91£0.01 0.9020.00 0238  0.89+0.01 0.26+0.00 0.85:0.00 0.005
Max-IMT, ma  1.70+0.08 1.78:0.04 1.70:0.03 0357 1.47£0.06 136:0.02 1.33£0.02 0.025
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BOEBIMLZRICEG-BRAARRKL Y/ LEFORARLEE

MEEEZRFARTH S, B, ThoaHEREER
FERFPEEATAENEEBE CRELEEREREED
EIFRTHREEINLLD, HI00E0ENEBREORICH
WA EREFIGF- 1R C—-328T, A275124CL,
BIRE{LMMP 2 A26223C, BREESZHR (ACE 1L/D,
MLR C850G, SOD3 C-1708T, ECE1 T65251C,
NPR1 G2979C) ? 320%F$ABEDLMESHED
BEZEFRILALIS, 24D 1 /I OHIEE
PHRES, BHREAEXBREREDX Vv —L00ESH
EDORENFZOONZ(ES). 0L 266 EREER
EFSHMOELRYZRALILICLY, ENEHESE
EHUFICETLLTVWEREDENITREL 25 EEX T
W5, SHERENEERRREFOLIATRRALII,
ZDEDHRHERETEONAREFZEIEICENE
HEBEEICEDLLI %, SREFTLIEELZHMEIC
EBEZ RIETIMENLETHS. Z0L) 2AH
XRBRCHLWEME L AEOERM BT, 2hb
DEEGETFHEGELESHEREREFL LT, &EF
PHICI YV EHEDER LR TVRENTFHTELLD,
ERLERENDICHMPHEEFTE 5.

Pharmacogenomics|C & 2 BAIEF M REFZSEORE

CRETORE  EHREEOBAZICAEZD L
S%ERE LTHEELRETAETFEEBEAORZERH
b5 FTEFICE V20-95%RBELR, ThICERS
EYRECHEb BB, HEARNCKEE, RO
BEL PERERTIMDEEELLATWS, BHIC
BRI CELERRDFEENS VEEEERCTRE
ERALEENEREEEOEREL 5D 3. LTz
Mo TRENCEE STV ARBERICHT5ESE:

#3. BHNESHENERGTFSHOERVERTSS
MEZBEOLMESHEDORENRSR

hy

Case Age IGFIR IGFIR  MMP2 SNPs D E S HHE
C-328TA275124C A26223C
ACEI/D 33
1 56 cC AA cC DD Stroke
2 67 cC AA cC 0D AMI
3 77 cc AA cc DD AMI
MLR CBS0G 1/2
4 76 cc AA CcC cC Stroke
5 56 cc AA - cC cC ZL
. SOD3 C-1708T 1/2
6 86 cc AA cc T HHEROE
7 58 cc AA cC ca G
ECE1 T65251C 2/2
8 56 cC AA cC GG Stroke
9 60 cc AA cC GG Stroke
NPR1 G2979C 1/3
10 71 cc AA CC GC BRI XBIRE
i1 69 cc AA cC GC L
12 60 cC AA cc GC %L

ENEAHERNERETFSHZHEBETIRMERETIE A
Px—LOMEEHEN1/IULDFETED bR,

EZHBROBIZEBTENE, FFOBVREEREY
EHTHILENTEELR S, THVoBEILIELE,
BEERTUHRETEREZHELNIITEELNRENT
$iz. LI LiH6IEE A LOFEINRASPLSNSOEEE
RPEEEDO1OPOREOSROBS AR OAL
TEEREES I ON—S YV TH o7 HICACE
BIEFI/DEEOACEHEE (ACED 7YY+ 7V
Y VI EZBHERE (ARB), BEMEOHR~DOHES
BEFSIRABTRIE SR TWAD, ACEEEFL/D
SRCHLTREYFA T - FFTFATEAFELELD
BEXDY, FVF4T7TBIT LN, DFVIVOBEAIC
ERRZEZROH/EN L INTEY, SEFROHE
LE%RLTwaY, ReLUEENIOGELROALLVE
OARY 74 TR CiEd B0, FROBHERT:
BN T AHETY A 7TH4 FHERE (TZD) OBRENE
2B BSNPsk AR D TRMT 5. TZDIKE S A
FS A4 VINCICREETHERTREEHE L CHES
NTwa, FOHMRICREAZESZDLNSE. TZDD
PBRICHETHRIEFERE, BELITHOLIAGER -
3¥ 7=y FEEF (GNB3) DCBTHED k- —
Adducin&EF (ADD 1) DGly460TrpSEP o 2 0ht
HONTWE, IRODREITTRTERR2LDH DT,
BEAATHI2BEABELRTIDONRICHEET 5EE
FER - SHOREIZShTwhol. BLid, 76
ANOHRTIDRABREOREDRD» L ERZEREETFS
BORERRA-Y. FHME TS5 mmHgM EDOBRE%
EH-BARLBLERL, BETSEIIGNB3
C825T, ADD1 Gly460Trp, RASRSNSE & E{EF I
Mz, ¥4 74 FERZMENa - Clt#%4&ETF (TSC),
Y4 7HF 4 FRIRERZHEDGordonfERE O FHEER

FHME
NS
mmH NS. mmHg d
) p<o.'ol[:—| pcocot | ]
111521103 111.3%110 3 1105£10.0
1ok i 109.4£88 120F : .-
i otoas108 : :
H - CC H 2 =TT
: : :
; o CTTT ‘ 104521012  ses CT4CC
11of H 1o 4
H H H
100} : 100[-
1124212 11234119
NS, NS. NS. ans
Tscciraer Al & AprRB3TIZIC B 3

3. Y4 7¥( RRIRERZMHBEGETFSE .
TSC C1784TTICCRINDBETH 4 7H 4 FRRERZRSIZLD
ABCBRETZH, TTUVREETCREELBRE ELR T,
ADRB3 T72ICTHRTTREEN VA 7T¥4 FAREIESHE
0.
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FTHBEWNKI, WNK4, IxFnvanvFad FEE
#HREF (MLR) RE%FALI b-—2 VR
D FE L7:SNPs, §8117TRIETF, 485BE ¥4V /L
7. % O #% R, TSC C1784T:ADRB3 T727C

(Trp64Arg) @ 2 SNPsH A ELBER LR LT (K3).

L& L %4 6 /a8 L 72GNB3 C825T, ADD2
Gly460Trp CRREELHE 2B D d o 7.
SILVHIARFR: R ¥ = —F ¥ - 9 745 KEOHFE N —
7iXARB (Irbesartan) DR & U LIEAMIFIZIRIC
¥ B EEFSEROME %SILVHIA (Swedish Irbesartan
Left Ventricular Hypertrophy Investigation vs
Atenolol) B L LTEHMICRE LTV 3D, Z ol
%% CidIrbesartan & atenolol# € N ENS0Z B E D I
EEEIZI12EY, A5 T v ba— AT,
ZNENROEAOREDR, CEIBHEHE LR LA
bNDTH%. Irbesartanidi¥ - PEEHMEBE D40~
50 THEMBREDREZROEL ShTwa)t, ACER
ZEFL/DERHON B2 R T BE D% I IR M E
(DBP) Tl0mmHgi\ EDRE %@ 7z. —%, DDHT
1324% L #*DBP>10mmHgll EOBEE 2R Lz BEid v
Lhof®. ATV FR 7O SKEEE (aldosterone
synthase) BfEF C—344T dIrbesartanDEEFIRICH
B2BEEERLTWRY. HORASEBEDEEFSH
TREEDRCHFERLZZOL 010720,
angiotensinogeni@ X FT174M, M235T%2 S TIZ7 ¥ ¥
A5V vtypel BB (AT 1R) BIEFALI6CEE
{3Irbesartand WERBEME A A B2 BDHAD, $7:
ORIV —TRE=A 70T VL 2w BHD S 4
¥ 78 Microarray based DNA polymerase assisted

A7+ —LE a0k (!!-‘Pﬁﬁwii&ﬁﬁm&%%iﬁﬁ‘t?’é)‘

| hEME, Rif(— 0% EP-HICHRK BSRGH REME, MM REFRM)
I RBH0A) BEESLY Tt~ a2 (B TF1TZ0, 2GCB, JARBOES)
E\EEEGrR:E/ARY) -

| YA 7FAFRHREAA RSP 1mgL YV RE)

1 Dose up (£24 182F2mgiZig i)

L (4o ¥ 1 sFzme D), RO(—RELSP)

E2EBE(37A 1E/ARY)

1l CaHREFT LOTE 25mgkYRE)

1 Dose up (ZLOSHE Y Smgizit D

| (ZALOoDEysmeZ@tsh), Ri(—RELSE)
EIXRE(ByH1E/ARD)

L 7o24 7000 BB EREC UYL 0mg XY BE)

l Dose up (VUL LS 80mgl< I D)

1 UL L some 08D, Bi(— &S

8T

4. GEANEmARIEE/Oba—-J

GEANERIRRI B ERSH t v 5 - BLEBRAY - B,
EIREREAMNESR Yy —BhERR, KRASZZE -BRA
B, SREBAFEBES, DFR2E 20N, ANKEZBRRER
¥, BIRKZEERES, $2ANORERETH L.

2005

minisequencing single nucleotide primer extension
assay with fluorescence detection) # B L, SILVHIA
BF&IC B CTlrbesartan D BREFHR™ 2.0EKBHEER
® |ZBI5F 5SNPs%RASRSNS, MEBEWE, i
Bf#@e L2 Bb 5 258{5F, 74SNPsTHRET L THEED
FHNRZUEBEFZEEIAEL T A, 5%,
Pharmacogenomicsic & 2 BR{LEROERIZEIT T
DI EBBECSBOBETERE Ay I+ 2HE
DRABPEETNTWRATIC, o<, 7u7 V(%A
WS A €V T FBERSERFIIREL TV Z EF
WMEhs, '
GEANEBI% - BRERICRFEH O L 5 2 EL 2 BIE
HiZZL ALZD bhizvwi-®, Pharmacogenomicsid,
BREZEODHR, 2% ) EHREEOTFHDLDITGHS
NELENHS., CFTCHRRTELL)ICERESLRMES
EREETETOHRICE- &) LWAENKE b - HBEF
ER - SHOMEIZILSRLY, $BOSLRIHE
BEBRFLNDZLIATHD. & HEEEOBRVERS
i - BRZUBEFORELDICE, SEAOELES
MESFICHMIICRERELZRS L, FERICEEORE
RIREL, RS oRYRBBERCEEEARFHED
BEFSHEEONHBLBRIATILENDS. ThITR
FEICZ DX 2RIk 2 o72%t, RE, EERSH
VI —-TREEOXRE - BHFEL ¥ -8 kL L b
CRERBRZUEREFSRRAED - OOSREERFE
(GEANERF % — Gene Evaluation for ANtihypertensive
drug Effect) % B4 L7:. GEANERFZE T, BEREDVE-
PEEXAEEENLESREICTZD, ARB, EBHERRY
EFOEY IV RA N Y AEHE (CCB) 23 »AZ
EWAERPOEEEREICHEL THRLTL SVWEE
HMbEDEEI0H ABMTHRELRTT57¥4 ¥ CHfF
PTHD(H4). BREHROALE S TEHERARLRENRD
AE OB TECHBOSNPsERE L, REE L LTH
KERLZEZOLND 3 BEOEHORZHRETFSH L
CUICRIERBERETFERERITAFETH S, &
HER1) F—EFC3BHEOBREEL 70Xt ——
CHRE €570, TOMBADERLREX KIS
TE5. 2) SRRERATITICLICLY, HROHE
NS DHRETOBTVYFETES. 3) BEERE
FIAE Y 7EEX B THEROBEFSE OB 8
ThHb, LVolFEEBELTWS/D, ThICLHE
ESNBEFLERPEBOEKRCCHL, BR{ER
RHEATAHAIEEBELTNAS.

BACERDNSBICHITT
BNEOBIMLESER I ERLTEREOERL
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EmMEBIMLZFICET BRAARRE Y LBHORREEE

HTEREFSHLAVEREEETFEHR AT AD
BR, COXILBETFEHIVATLAREALLGED
FRELE» D LM ARAR, BEFEHEERLH
LWEMESENA FSA VORERENLBELEZSL
h, ERBIERY. L2LeBOBELHERROERIC
Y UTRERTELTHA). BEIDRL, IHE
2T, BHEZRIVESEHIENTEDL L) REMED
BEEEIIRMT 2 L2 BERBECHALEDD L
NEETHS.

E L33

AEFOFERFEE, BAITREAEERERESR
B [BREESFICBII A2 ERMEEESE] X
WEHIEE%EB-IVoTAY/A7udxs b (BIE
SERFPRBICB T 2 EERZTHRN, SIFELEEE  HR
REE -BENBRERY V7 —FkR | KB %256
CEASBHERERBANRELRE (1646-1) 1283
bDOTHD. F/-GEANEIRIFRITEE L W ELES
BRENRR (HFNECRERBREENREERE) oF
R— P EFRIFTTVE., FFERIBHEVLZVARE
MEZFRE - BREJ|FHREEOR Ty 7, TL=7
LAEBRZOMGRE R L CIGEERAEROEHEKRERE
EICEHFHN-LET. ’
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