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KER: - ER - MERKRERS
HESES: R544.1 XEFRIAE: A

JE & 1 IfiL S ( essential hypertension, EH) H T H 45 5 1)
BIRRMIFICER, O s i SRR 1 R R 2 —, 1l
SEEUA T O RO AE , BRI R ARG R, T
THE 2025 4R, 48Rk EH B9 F AT 3AF) 15.6 421 . EH il
PRI 22 FNFR B PR 28 (JR ) AEL A T OT S A — b 42 2 PR 4
HWIFE R, B2 R G F -4 Bk Z RGN 5
RES S MBI, Hrb 22 8- R- 8 %Kk E R 57 EH
st R B S P AR SOt A - R A
3K 2 RGN B RO 15 2 5 8 i (9% SR ) RV 5
SR —25R T .

1 RIBEHERRD

TSR e RN AL S AL R LT, ol LBk 2
i'%ii%%‘#—ﬁ%H‘E%T%E’Jﬁ%%ﬂ‘ﬁ%m o RMIB AL PR
b2 DNA G = 90 5 K9 04, DT {652 0 R0 38 7 2 D9 2 K 1
DNA%?E%&%E& X BE P AR AT % b 254 1 R D [H
T, ZIHITJL“FPE’WC%%F% 49 AR AR S, R
F AL BT RIVTEAZ R 8 AN A8 175 B0 T Ak A A ) ) i
PRIV RESR IS AR IR BURAIE . R 2 B WLIE A% 1 U2 ALY
RAT =AM — A (R AN SR Rl UL & A TR AR O
TEEIT) AT ERE AL 4 — . b, WSRARLIAY
FMLB AL AEMG PR AL TR 5 L) DNA 305 AR PR AUy
BB, IR A FMIEAL K1 04 A2 il R 38 A% , X R B 5 4
T A M5 1 A REAGAE 418 1 T HC At A9 P BE I 9 B
WHeEE

2 RWMEES EH

AHEH, 29 20% ~ 60% (1 1L 5 78 S S i R &£ A %0,
FVLR L2 B8 T DNA J5 91 e A48 7 35010 3k PR 36 34 7K OF
ARAY, T 22 W3 1 75 O S 6 2 6 PR 4] B85 005 1) B0
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I, RG0S FHLE L HE DNA F AL (AR e i g
TR RNA P80 AP Ji S v L 1) 82 2
W B, 220 5 2 MR AL 7 AR [R] , 8 4 e DN 2 IR AT 5T
(GWAS) BT — L8 1fi & | & il 19 38 1% 55 SR i, (H 3K 25y
SRR A I K P 52 W AR /N, 33X — IR TE HA 52 2% PR B
GWAS BIFFE v 38 3k 47 75, Bk by 38 4% 1 Bk 2K (missing irritabili-
t) o FMLAL A (KBRS AT B T X 2 007 L P S 1 5 2
PRSI 5 IFR 5 AL PAAH AR BT B G2k T AT Y )
o BT EH &RPLHIM S Pk, ARk [ N 4122 5 U 3R
WAL A TR 2R BH &R R9IRIA 75 Kato 251 — 151 K
RZ RS, A1 A 320 250 Sk A AR SE WO K R I 1fiL 52
PR FEXS G2, Xof FLHEA T I s 38 28 A 56 4 5k IR 26 SG 166 B 30 ik 1
ST, TE 12 A58 & LA R e 1463 T 5 1l Fe A DG i) BE R A
s, PR ME A% CpG B b il T AH 56 B R 2 25 1 (sin-
gle nucleotide polymorphism,SNP) fi) DNA H Bk W £ &, £
W 7E — LR 2 B BE A 07 5 |-, DNA F AL TT fE 78 FE 51 25 S5
M 11 7 F 815 i g RS ) — RE AR

3 RB-BENEEKERAERRLRIEES B 1
e

3.1 RBAZAGERBRLEWIEAES EH ¢ %h BN
F(JES) 6 EH B0 AL+ 0 B 2%, W R S 42 R 4
(sympathetic nerve system,SNS) | T Fr - 45 - 4l 26 {4
TER UM T DA R 22 A 28 Ik o i 3 1 45 T imn,
SNS f L B R T E, SNS F Xk [ BREE I 7 i 45— i By
28 R AR A R o e Pl R S R . MR %
(I 1T , SNS A3 AT LA 5 4 342 1t e, HE A ot s 1)
SR b S P A T A, A ) N S IR TR
T PE SR % e

SNS ()32t T 2 3 EH 8 B L 28 B 400 10 i
PRI R IR e BH 58045 fa i R 2 oh SNS 15 1y 2k fir i EH
KA RSB —A B B R %, 76 EH L SNS BE PR FLR
ISP B b R 2R SR R BT 4 D R SR AR [ R ek
T K S 7E B AR HAT AT ALk, GWAS ELFERRIN A
T T — 20 5 R EH A 5609 SNS 5y L KN FI 54 SNS
SEF G @RI . BB SNS — EH AR XC A i
FFINFERTSE , W1 T 6 5 EH AHEH) SNS £, 614§ A2 TH
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HL[H . DDC #: A . DBH 3£ [H . PNMT 3t [K \MAO-A %: [ . COMT
SR A RBERIS R T M EHE T 2 . 6T BRI
WA HAMOBFFEGE . TH JE K (11p15.5) i 188 bp A7 A
SRS TR e i Fe A 5, HA TR g 51 B0 i 9 3h g 2 B
Wil & 1A BT HE 40 (body mass index ) [ 14T i 23 /i1, DDC J&
A (7pl12.2) Gt =4y nl LI A 2 B R BT Il 22 U e, (1
FRTZIE N 5 EH ¢ R BMFFERIERD . DBH 3 (9¢34) H:
GT FEE M2l A3 N R A3/A3 5 & 1 Jii-B-F2 AL i ( dopamine-
B-hydroxylase , DBH ) F{I iif P AH ¢ , 4l & 3L [ A4/A4 55 DBH
TR PERSE  Ze A S A3/ A4 X 4R DBH o2 K ST 1 0 1
H—E e . BRI, PNMT JE[H (17q12) 5B F A EH
KA X HE 37353 B9—4 SNP R 5 EH MK, %
SINP ) 26 {07 35 PRSI 2R A Sl A TR0 I A 4R v 3 0 5, R
2% SNP ] fig 5 Fh 4R S0 9 EH KA KU A 6, MAO 3%
A (Xpll1. 23) A PRI FEFEIE 2, B MAO-A JE X F1 MAO-B 3
M, Btz MAO-A/B FER KB, FE i K- B E 5 % B4 10
~15 mm Hg, W5 877, MAO-A 3 [ 2 B 1% 48 AL if§ ( mono-
amine oxidase, MAO) 1% /K FE E P g [HZ . COMT F[H
(22q11. 2) JEZ s J LA M e S 007 P 3L 5% B2 1 ( catechol-O-myth-
yltransferace, COMT) [ 3 K, COMT J2& JL 2% By e 19 3= 240 35¢
it , SRR A 2 Z LR COMT JE 1, s SNS M 530
LR TG, FEf R A A DU AT A2 L ZS R e AR . AHELZ T,
BELIAT BRL A COMIT 356 [R] ] 334 i 22 B2 g 1) A= 400 R P, 484 8 %ot £
SRS LR BRI R, 3X 6 > SNS I [ 2 75 7 7 J s
FWB AL FA AR, T LU R I K, F 3 EH & AR, B
FIT ] PN AN SR 1 A 22 L

3.2 BE-hERKEAL(RAS) AW A K44 2f EH
W HRANE R R K - R 2 R R e B Y R A R R
Hh e 28 DG H L, A S AT A0 1 BRR A5 1) A 45 Tl e X AL
W eI EH 7= A RS BRAL A R o E — 0T LA [ R A X
ZBETE R B T85> RAS ZR G0 I AR SCIE A, Frp %
M3 Sk BBl (ACE) ZEH | ACE2 RN | 8 B ik Z
(AGT) FEPH | WG 200 M 3% A 25 A5 A0 ( MAST ) BE DR | i i 75 1k
Mg (CYP11B2) & (A, BE 2 M (CMAL ) £ [F | NR3C2 A
AU BRI AN FERATIBE IR, R BN A KR 1
Rz & (AGTRI) R M EHKE T 2 BIzZik (AGTR2) %
A REN 3 [H . ENPEP 3 [H | LNPEP & [H . ANPEP & [A |
CDKN2B-AS1 Jt[A  EMILINI 3% [H]  CTSG 3t [H . CTSA 3t [H |
THOP1 3 [H  CPA3 3 [  THOP1 %[ NLN L [H  MME 3 [H
Sl e EH SHIRIEN . DUF bR 3 R 4 [ P S 5
JRAEMEFG IR, (1) ACE JE[A : v T YL fafk 1723 {3 & , ACE
B 16 AP T i T8k (deletion, D) B4 A (insertion,
1) —/MK 0 287 bp J741, fifi ACE JEJH S B A/ (/D)
M Z NG, AIAFEAE D AT P 46 0o 56 R A = L (R A 4 A
i () BREiG 1 (DD) Al A/ 2445 F(ID) . H
R Z TR S 2 B, ACE 56 R A5 S b0 JIUREBE 77 il 2 v o) 25
P B KR RO TN P - Rigat %61 1 J6 436 T ACE L[N
/D Z7SPERT R0 13K ACE 7K, [ N 22 3 0 58 R s
DD JE R TR E U ARE EH A FE R I il — 2 0t

JLERFE A ROBEFE HAIE 52, ACE £ 1 5 EH (9K A4 56 4R
— B[R AT T 45 5L 1 RS B P R Zil S A
— TG T BRI ST R & B0, ACE 35 B 31 7 IX I8 1 P 34k 7k
T 51ME ACE ¥k & 2 G AHE, 24 ACE L[ 4k I FF JL Ak,
% ACE ¥R, A5 Bk &R T b v S Bk E TWE
B, A Eak R AR FF i 18 0L, 65 4 B/ s Bkl 4
BHKILETH 5 . Goyal %% W78 & B, R 2K MK 51 M R
ACE-1 S:H 5 8h 7 X 35 CpG B IR 34k, 33 ACE-1 [, fif
AR K BB I SR o Riviere ™ 2858 % B ACE Ji3 8 7 X
IR AL T ] ACE (¥ 3%35 ; 2, ACE 43335 i, ACE (1%
I BES S MR ) &4 k8, (2) ACE2 A . v T4
AR Xp22 5. BBt A FT R BT, ACE2 JE A (R IR H S
EH W RAERBEMI, B S EH KA R RGN 270 —2
e LR WL A% 2 A Al X I TR 9 5 W 1 T AH SE 4RI
(3) AGT FE[H 7 F 4L fh 1q42. 2, 1145 % 7K & (angiotensinogen,
AGT) & RAS R4t 1Y H 24 il 43, BRI 2 &R 58 AGT
FER M235t 23515 EH GEIKER 5 B O DI RE N 4550 Il
EPRRIN R ST Y RTE T AGT JE N Wi 52 5
EH MHCHREH />, (4) AGTRI £:[H \AGTR2 %K : AGTR %t
B A m A B ik R 2 R R AL, B AFE AGTRI JEH |
AGTR2 3t A, H: b AGTR1 3£ A X 4 & AGTRla 3 A I
AGTRIb R . AZE AGTRI SEHE A F YL o ik 3q24 , 1% ILH 1
Ja B F X —A 5 BAER R CpG &, AR EN,
AGTRI1b HEF 5 3l DX 385 1 B 56 Ak ] 8 42 o 1l s 1) & A Fn
J& . FE—H YL msT T, Bogdarina 4% 45 F 4 IR K BUIK
EAEL JRJE, T LR AGTR1b 3P g 3h T X 38 (1)
CpG 5 &4 B 25 1 K W 34k, AGTR1b 3 A (1 38 35t 75 T 1
R, 2R RS R I R IR R IR B i, 5 1 AT
A BRSO T R T AT R R T IE R, Xk
B AT1Db 32 (R EEPR K B 40 5 1 R /K S AH G, fR W] 82 EH
MfaR R 22—, WG, % pGL3ATIb (1) Y1 40 M dF 4744 Sh 5%
Yy I FABE R R R AT 1 6 h, 4558 8%, AGTR1b R [H B
Bl X H B KA 3 B A AL, ARTR1D R Rk th i >
VL AE S — T sh ) TR A T ke B, IR I e R R
T R L2 S5 AGTRIb JE [ 3 7 K 8 B 31k K 1Y
WU TEIZ IS T, SPY N S R AR T 22 F Ak T L i 2 AR
RAS — EFRFEE B AU AR I3, S 28 P AGTR1b 5 HIG A 561k
BIER A B, FEOET 0 DR R LA SR 4 5
FW] AGTRIb FEH 5 3 F X AL 3Lt uk 2= WP 3L (L AR v e R
EH e N2 —, (A BHTA ¢ AGTR2 R 3 W ist % 27 A%
b5 R 9T iR >, (5) CAMT SE A : 7 F 42 5 4K
14q11. 2, ZBEE ARG RAS LN, BEE A nlols 35 Bk 1
HeAb A Bk R T, Hoad B AT 1M 5 55 5K 38 5 e g
AT, EH R BRI BE 8 R BiR . T4E— T T
o E DR AT BFEHGE  EH (9 & 45 CAMI JEH 225 A
S0 AR T IZIEITE EH of LA S 1 F s (5 2 BF 5T
i A DL AHGE

4 PUNEEERZES (MicroRNA ,miRNA) 5 EH

miRNA & — 2R K2 21 ~ 25 DRAF IR /N7 7 AF 9 i
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RNA G 594 , it 5 ¥ 5L {5 RNA (mRNA) 43+ 3
it 3% X 35, ( 37 -untranslated region, 3’ UTR) % 5t 454, M
fff mRNA [ % 2 70 ) mRNA B13%, 5 200 2 Syt ss .
miRNA X 3% W 38t 1% 36 PR 2% 35 o8 4 ke ) A 0 35 22 09 16
miRNAJEHIE K miRNA o 28 W05 1% A0 407 rii 0 35 R e S et 1)
WHTEE R . BB &I, miRNA 75 55 1 & K HAl
ML P AT BB SR B 2 A8 R J8 (R 5 o L Dot
i), si-RNA B R g Dot S [H 1 % 567 o eoh B T
RAS J[H H A3 72, miRNA -t fEiH 35 ACE mRNA %%
YRR R AE IR AN LG, miRNA B8 AR, Ro-
mero 25 (R E FP UFIR T 36 T miRNA 9 Zh g, B AR S
R B 2 L A B AR S Y, AGT T 5 miRNAs fY 56 &
SR R A0 A S, 3k e TR AT 26 A 1 i S R R Y
Ha i, £ LRTFS T, DR K AGT {ff miRNA-21 3%
ik E9E, I H miRNA-21 (433 5 258 5 | B 1R 4300 10 41 134
Bl o ABATIHEN miRNA-21 R3O 78 10 AGT (545
MY bR 55 o R B R AV AERE S EH A5 56, 5o
HYAF 5% 25 B : miRNA-124 F1 miRNA-135a #14j] MR NR3C2 3'-
UTR #9511 F , MR NR3C2 5 [K]J2 5 6 2 v 1l s Fn 4t 5
W R P L R A A 5 2 — . TR AR R, A P KU
Tl (9 [ 2 e v o K BRI P XU B R s i R BRL A 3
R rR O 2% B i A AR 2 FE R RNR R R A K 5 KR
miRNA-24 F1 34a R H k7 56, I I B8 7~ i 1 i 65 2R
2 FEPR Y R X345 Y, ATk v i A BRUASEJR T y f
g

P L e 85 A A o R R BRUASE TR0 ) 5 ot ol P A B 1)
FARSH KB F3K, & miRNA-320 F1 miRNA-26b ()% ik
Fhi i miRNA-21 3k FEAK, TS R A K 7-1 32K (1G-
FIR) M4 5 1) miRNA-320 #2 H R, 10 5 e oA b (1 R IR 4%
W2 ME-5K 71 25 4 (PTEN) J& miRNA-26b 1 miRNA-21 (10 H
b, ER RS L, tiF IGFIR (335 T Ml PTEN ik

R R A B A A I 00 A AT Ak, SR IR
By 4 TR ST 26 . miRNAs . miRNA-143 .miRNA-145 |

miRNA-21 .miRNA-133 I miRNA-1, & {7 T%F i 85 S Vi L4 s 35
Y P 0 30 Jik R 0 B A R R 5 e LS 06, AT A
o I T ot P B BB AT M B4 miRNA, P WASE, 7
JEE % 40 5 % R4 miRNA-143 .miRNA-145 Fl miRNA-133
IR IR KK 5 miRNA-21 Fl miRNA-1 (R EKFEFHE .
TE T I E B & P, miRNA-143 . miRNA-145 . miRNA-21 1
miRNA-133 (A SEESR A5 05 R B 24 h im0,
AN [ 4 i I A B35 PR S 78 v ( BPHL/2T ) e IR 2 £
T AT 2 s 5 1S, 00 SE AR A4 mRNA,
R EAR S T s iR 2 24y MRS i 5 e B 3R 5 B4 T i 2
miRNA-181a fE/KF B 5 B o 7RSI, 2 5 & 28
Hrée AW I T miRNA-181a /E 35 45 % 1y %
P AT T8 A 23T VB R A TO R ) B AR, R T L2
X 2 i miRNA-181a fIk 2 35 Al ¥ % mRNA 1y & 35,
miRNA-155 %48 B #72 AGTR1 3'UTR (975 I AH 26 1) 24 2%
HIRZ AP (1s5186)

25 BT, FTE miRNA X i He 98 1 35 PR 3R 3K 110 8] 2 st
ey, nl o EH ALl (IR AR R IR 2 5%
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