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- M8 K5k K -1 [# il 2 4t (Renin-angiotensin-aldoste-
rone system, RAAS) I 2549) | B2 (A BH i 7] % 8 18 BH Hiy
24 (Calcium channel blockers, CCBs) BI7 38 2255 5 o
25 A | 32 A G I DR 1) 22 25 e A K MH 2518
FEA—FET, BT, AWF55LLE Pharmaceutical genom-
ics” “ 2 RE IR 40 2" O BN 24 1) e DR 22 25 45
SRy O TR] ol S5 A6 R K1 1) 5 5 PubMed S5 $5 45 2
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sin I, Ang I ) 52 {4 BH ¥ 700 R i 487 55 7k 28 5 Ak il ) 1) 245
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Wi 3 24 245 Ay 11%) B PR AL 9 1M 4 55 9K 3R %% AL T (Angioten-
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FEH, 2T SRR 2 HINRERE 2., IT4E R 2h )3k
H2FWF 5T kK B, ACE 3£ [H rs4340, 151799752
rs13447447 .1s4646994 . rsd4762 .rs5051 fv Sy Z &M 5
ACE W15 PE % UIAE 56 ; AGT K27 1s699 . 1s7079{rs94 3580
L1 B 2225 45 R P g IR 7 [l i 19 o 5% REN FE [
rs1 1240688 {37 5 114 22 45 Pt Wi 1 2SR 24 197 350RH 5%
1512721226 (LA A TR I 0k 1 s il e 1 A R
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I 1A R A G0, RV G T HL R LR 257 s 2% S H O
K 22 385 KL N4 24 i 4 2 (0 s —JE R 20
AR XE ] B F RAAS 259 25 sl 2F R 255024 0 A AR 22
SR e 225y DR A 2 I A L R I FH AT 4
T A R BRI RIS — IR SE
2 BERMEHEFFNAMEREFEHRR

B 2 A BEL ¥ 791 3= EEAK Tt 41 Ffd {6 2 Poso (Cytochrome,
CYP.s)2D6 AT, CYP2D6 JER K, CYP2D6*3
®4 %5 %6 %7 *8 *¥12 *14 *15 G IR TG,
CYP2D6*9 %10 *41 ZE LR AU J& F ARG, i+l *2 46
A7 R [R] g M 1 ARG e A S IR A A P 1 24 e A A
RIS 3.9~6.2 4%, BOCAR I 2590 RE 715k 1R B A 7R FR
73 3G IR 2R Bz A BH i R R AT A5 BAZ
A, LB R A 49 00t H BRI 22 22 (Serd9Gly )
st 389 17 HH H 2 R LUK 242 (Arg389Gly ) , Y1)
BT BB AZ AR BHLT 7 R s s i — D F e B, il
AR IR0 5 A9 SEFTIE R, O LA BB I A es FEE AR vk
h1 Arg389Arg 7 >Gly389Arg % >Gly389Gly %! , Tfij
Ser49Gly 22 AMEXT BB B TP s i s /N
3 CCBsHAMEREAZMHR

CCBs 2525 %) = B Hi CYP3A4 F1 CYP3AS filg 4T
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A ALY A R i &2 A5 PR 1 (Vitamin K epoxide reductase
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(RS S AFAE — S A AH DG PE™,
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TEPE= ), 1 S-HR AR 2 CYP2C9 BRI . F5E k&
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(YT 25 ) T TP L TR A R A I 5t
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F IR 1 (Adenosine triphosphate-binding cassettle sub-
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family C member 2, ABCC2) . J& 354K 1541 A9 B 4w
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B DR A 455 5 F R TR el A B8 5 (HMG-CoA Re-
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ApoE) VL B AR 1% Ig #5 1 32 14 (Low density lipoprotein
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A WHFE W, SLCO1BL fi ] 4 K 2 4 fth 1725254
B iz 2 P, FERE DR 2 25 w6t T 28 25 W 1) 24 - 1)
b2 TR AR S 5 [ I E— 2B P 5 kB, SLCO1B1
AT 6 F A 388 (LA T>C %878 (rs4149056 ) ] T B 2K
FUSER 17407 AR PR N 2R AU (Val174Ala) , 158
72 55 M e 300 e el 7T (80 mg/d) i) S8 35 & AR LRI A
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