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Abstract

Hypertension is the primary risk factor for cardiovascular and cerebrovascular diseases. At
present, taking antihypertensive drugs is the most important measure to control hypertension,
but the drug effect varies greatly among individuals. Pharmacogenomics found polymorphism in
the distribution of relevant loci among individuals. At present, polymorphism detection of meta-
bolic gene loci related to antihypertensive drugs has been carried out in many areas to guide clin-
ical drug use, and its efficacy is better than traditional empirical drugs. Therefore, this article aims
to review the relevant progress in this field and provide basis for the drug treatment of hyperten-
sion.
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1. SERREF
1.1. g

1.1.1. SmE

51 IfiL % (hypertension) & — £H UAAAE B1 20 ik T = 08 32 1RO A 255 A, 00 I 58099 110 2 22 A s [
o mIUERRFHEAZ, HhBEREELEE, FKREEM RN, MEBP)/MiEA R, 8
FEZR Y 30%~50% [17[2] [3] [4]. [ P A6 5 v i A % F UL RE NI U 5, WF 78 R BLS 5m
FHORI 5y I TRIE MR A 22 AR K[5]0 an BB AR g AR B-BRA AN R RBE[6]. EFR AN SEFEIR /R
AHSRFEE R CYP2D6 1R I Th R SR L RIS N 71%, 1 AEPHAE I i 5e i A 2T 50% [ 7]

1.1.2. £EF4B X3 (Genome-Wide Association Studies, GWAS)

GWAS ¥ [ BI1IOK B AMA DNA F I EH AN WS AL AR 7 (8], HH 4R B L 545 & IR B
RS T, RN TIRN T BRI B, A Hs B, tHEEE AR, A7
PRIABS TN, NGV RIEHE S, FFHEWT XU R R A e 4 R R B E R R G &R .

1.1.3. BPEHBEEZ 7514 (Single-Nucleotide Polymorphisms, SNPs)

AR NFE R LA B AR AR B TR, A SNP ACR A SREE R 2H A 1 — AN Bl 2 5 4t
NIRRT 1% [8]. SNP 7EEEAFE K 2H K294 1000 MZ IR HIL— K, IXEARE A N 8
£ 400 F) 500 /31> SNP.

1.1.4. £RBLEXMZ(Phenome-Wide Association Studies, PheWAS)

PheWAS & — ol WK 773%, FT- IR —ANRE 8 (1) FRAZ 1 R 2 25 PR (SNP) BSHE A8 7 (1) 20 & 72 K8F
T2 R B Z TR ORI [8]. PheWAS [IHHEWT T [71 2 h—> SNP B ZANRAY, e GWAS 1, N2
M—AEBFZ A SNP. PheWAS & AT SNPs FIFR AL 8] UL K& SNPs Fl 22 251 2 (818 B (KR .
PheWAS T4 S0 i BAAE LA . B S AUERLE . T2 A R SRR 259 B R B2 Sk g
IR -

1.2. IHEE M EREEAEF RER

1.2.1. GWAS 5 PheWAS

%15 R, R BN FFHEOR . A AR S AR B HESh T, 2 FE 2 BRI FL(GWAS)
()2 B DR AN KT FE[9]-[14]. HAT, il st A% 854 A 45 30 A LA _E i) B R DR 52 DL AR (AR 1500 4> LA
R ERA K, IR WA, BB T RN I A R I s B XU S A R R . R
FERAR A BRI R, B TR ZALH, HRIE AR S 1 T T S R R R OC R IR A
TERATEG o 7E A PR 2H SCBRA 8 (GWAS)H K I 5 LR AH R R 240 SNP 2 Z 1Al 1), I HAlE A3
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B AR gAY X 5, X AEASThRe & A B B[ 15]. ZEMR R 92 B s L AL A 7 S B BT R GWAS
MAERFRKEATITH. RAY SNPs felip 5 FERIEFFIBEECRER, KK RRTTHH
FRIE, GWAS (3 J1A4 6e 45 LSS I . 2544k AR AR F 1R 24 90 TR 20 24 72 T e GWAS 155 1 5L I
PREF PRI AL — 2R IBAR[15].

1.2.2. ZEFERKKEIFES (Polygenic Risk Scores)

Y i N DA S M N A VRN E 27 B e el = AL IR PR s S G DU A = K A vE S ISR S U s JRW SN E =2 i
o8 2 AR S I S A N, TR T A = SRS T . 723 25 BRI 7 A LB AN I 2 4 R PR ZH DG BRI
v JEE TR P k2 A ) SNPs AR R] DA o 5T 280 |32 1) SNPs i Bl 4 T A2 et (1 8 4%
B VE S, RN 2 B DR UKL TE 23 [ 1610 H IR 25 35 DR KU T 23 K 22 A2 1E 56 42 B 2 B WO I 455 (1) A Hh T
R WL EARFR, 22 FEDR XU PE20 7588 AT DA X 43 JH A A P v IR AL XU BEAAR [ 17, AH P73 RIAAS
RN e NHE, 2B H AT 22 BERIPF40 Rl e 63k S8 o b A T Al i e Ao DAL AE SR R R o g 57
KA GWAS TLH , A eiE FH T AN 88 N ) 22 B DR XURS: DT 93 AN 5 9 — Pl sk

123. SLEHYEELES

2y EE R A A SR I, 25 AR RN 2549 1 FH S o 22 D) 22 25 T 36 o 52 1 24 0 P A P 94 P AN L2
SR ZWII U, SR N (LS 5 (T RORIAS B RN R AR ) R A 22 e o 1845788 7 T g i it e
A R B DN L 2455 R DR AR ELAE FE B RS 6 DL 25 ) 3 AR GBS TR 1) 22 S MR 145 245 S i«
IE AL, 27 AR TG G D R PR 84 22 38 1 DL 2 2 5 AR R AN 52 2 K 1Y) 22 28R DRt £ 52 T 24 ) 18]
[19]e FEBR¥T s I 249 5 R 4 2k T Bk B (ICAPS (i it A IS A Bt e UL 2990 IR SE A BT, G 2 H A
SR 2P DR A 2 TR R IR, SR A A% A B e S U V6 7 D SR 3R (L A i O E B i ICAPS,
Y T REAYE FH 4 R R L B (R 25 8 A b 542, (A FH SR IR A i, IR R 6 1ff 2 T 527 (10845 DR R [20]

2. REAYRXERNMRZSES B I BT
2.1. FEEZYHEXKHMRER

I AR N TR SRR R 2Pl L s, 23008 B 32 AR BELINT A7) | I8 SR 9K 3R 1T 324K HT71I(ARB)
I B8 7K 3R S B 1) ) (ACED) R PR ) 45 B T H5 HU7(CCB) o B s 25097 RUOANAS R S BEAEEAMAZE 5+
H 3B SRR 250 7E FBE RO R R 2 25 AR DG . WHO HEE 1) 5 29A97 m MUR 299010 7 /M AH oG dk
K, G5 B 2 AR FE I A S FE K CYP2D6*10. ADRBI (1165G > C), ARB A55%: K CYP2C9*3. AGTRI
(1166A > C), ACEI A FE K] ACE (I/D), FI JRFIAH 5 HE K] NPPA (T2238C) & CCB FHGHER CYP3AS*3 [21].
DL N AMIF TR B, L A DG 2 AR A o5 A B 2 A

2.2. EEAYERKBIRERS TS HBARIAR

22.1. EEAMSSMEAR

AR E AT E PRI FE, e I A P B R 2 A AR R R AT s A S B AL 2. DA
25 N[22 B 75 AT e b [X 3 7 e R AR v L S £ 3 (RO 3 R S A AR AR 25 57 . TSR N[23 )R Bishi2 T
BT R R AL BE BRI 1236 151 e 5 % b 25 M4 CYP2C9*3 1) C 257 JE A /3 A B v
TIEH NEE. F P A X 5 M 52 3% (1 ACET 2 ARB 25254 (1 FI B8 S5 2L R 55 1E 3 A\ BE P BEAEAE 22 57
[24].

222, SIE AR
3R 22 B [X [ T 25 WA S A QU L DR s A 5 TR AN B B 25 5 o 22 (e v L S 6 o i A X5k R
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R EE(ACE) U1 5K B A2 (43.0%) B I 5 T BRI 32 (5 A i[5 (14.4%~22.6%), 111 D/D 2 K B (12.7%)
A RAR T BRI SR E A [ (29.9%~36.5%) . I 5K E 2 %248 1 (AGTR1) 1166A/A K=K A= (87.0%)
P S5 v T 7k R AT AT (50.5%~59.0%), 1T 1166A/C (12.7%)A1 1166C/C (0.3% )3k 5 74515 2y W A T4
] A1 A .(33.0%~41.6%A11 7.9%~8.0%) [25].

FEREI X 894 151wy I s 8 AR b B, DU AT Te e . 4k R = AN RO 0 3 I LK o ML L,
CYP3A5*3 LK Z BRI AR A B EMEZEFP <0.05) [26], #7~ CYP3AS HEFEREE M. &
AT I 1 IX. 22 P 52 0 G 1) v I TR L 2 A DG B R 2 A VEAL s /0 A CYP2D6*10 R4 & T & AGTR1
(1166A > C)RA 4L &1 Al e 4L LA 22 (P < 0.05) [22]. R, 7822 B [X [23], CYP2C9*3 &4
B[R 2 25 VEAN CYP2D6*10 55107 KR 2 A5 VEAE 5 VR AN Lo 10 NI 2010 22 A ik 8 L(P < 0.05). TfifE
JECHh X R B I A CYP2C9*3 1) C S5 5 (R 4 A AT AE 1 1 () JE e -2 22 (P < 0.05) [24]. [
FERT, TEAEIRIN X [27] B AL 5 RS RINEE Be AR B 1 582 451 I &k v ifiL e 25 3 [ 281 h B R 25 AR R BE IR 2 36
PR ATAEVE TN 7 TG B 6 22 % o FEAR08 S 3gr (B ), H A P B 70 3% B e e 1L 24 0 DG A R ik [A]
P Z AV AT T2 R [24] [27] [28]

2.3, [EEZYEXRKRBERM RS SRR A3

I L1 4 5 50 LI 25 AT SRR R S A R . KT e R, 2B R
2 T LR FG 8 TR G MR IT  TI7 R TAE IR FIZ AT . VI TURHEIX[29)
HEAT H G307 R L S BRRO S A R 7 15 25 SR S B0 AL P 535 5 XA, FLise
YELF I BRI 5 A T AL 055 L30T T 1 A P23 8 RS L A8
78 EL LA 1 245 R B 45 5 L P A P B G 1 SRS A3 1 DI WA B A
1 8 24 OV S 5 1 S P2 0P R 5, R 25 Y0 DR R 25 S S e P2,
N FE W B 7 T O T2 00 20 . Vb X (321 BT SRR 46 4ok, 0L 3077 R A
FrORRILAL R, BFIKIE(DBP)UI R FI, MRS S ET . MRS, HET G ALH0K4 R (SBP)
(RGBSR RIE L 2 SR 3 Sk L JE SBT3 LA LI PR £ 0 41
o BRI [33ERE R B F BRI T IR SR BLREH) 00 T A BB FE 7

4, INGS

IR A [ A ST S IR A6 2 S MBS 2 IR
FIZEE, TAESEE . NSO AR e . LB i R — R 2 B AR E. RCRE L,
[P AR ST SL RO RE AR5 K, BRI BUROE T2, ARG IR AR 52 2 R A ATE, B
BEICHR I, PR, BULRREEE L

e 26 AR SEBRESE 6 T-38 082 0 e i S5 21341 DAY 0 0 2 6 R
SRR 5 H R AT ORI bR, SRFE IR ZE e, K20 BB A )
R, BRI, TTIREE T EF R R LT 8 TR R AL TT 7R G HE. R
i L 240 S WA 5 S 0 R AR R B

i L LI SR 20 TR AL B L2 R R TE S EDHIE L ) R B
S AR 5 -
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