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[ Abstract])
target organs, RAS exists in circulation system or in the vessel wall, heart, center, kidney and adrenal glands,
which is associated with hypertension and hypertensive renal disease damage closely. Recent relevant references
and information were summarized, and further analyzed and reviewed in this paper. Research conditions of RAS

RAS is an important body fluid regulation system. Joining participation in the regulation of

was summarized briefly, which generally included relationship between RAS and hypertension, relationship
between a variety of receptors or receptor gene polymorphism and hypertension or hypertensive renal damage, in
hope that related research could be references for the prevention of hypertension and hypertensive kidney damage.
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WA 4. B - R K B -RE [N R 4 (renin-angiotensin-
aldosterone system, RAAS) AUE—AMEFR N/l R4, 1 H.
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(renin-angiotensin system, RAS) , ‘B [ G 2 v i A A H:
b Lo LA R e T s BRI 3, R A i L R YR T 1
WIS, Wi sk a2 11 (angiotensinIl, Angll) 5%
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Hypertension;

Polymorphism, single nucleotide; Renal

Bk Rl (angiotensin converting enzyme, ACE) . fEiX—
Rahi EEAEM .

—. RAS Ll /5K R

W 252 R /N ERONER BT UK (0 5k 55 40 45 F T 43 il [ — T
PEEE IR, 2ot i R N R IR . e S R i
kRAE ZRAEANINE EKE [ (angiotensin I, Ang1) ,

BG—RIINFRERKEE, FRFLZARKB, Wi i %
KREFRE, H A Angl (1-10) . Angll (1-8) . Ang
I (2-8) . Ang IV (3-8) . Angl-9. Ang I-7. Ang 2-7. Ang 3-7

, T Ang ITFVE SR EEE, AMYRA AR MAEEM, Wl
LL%L%{EJ(/%%E]AT“&V 7S i L & AP SRR ST R ]
RAS {EI AR V- 5 TR AL A 2R, Ang 1T n] 4775 il IR
S YIANI7)-1 (plasminogen activator inhibitor-1, PAI-1) ik
BN, ek iR A R, i s O SR A i Ang T
o HE oL T S AR AN 4T e b LE EEEH, [FR, R
FEGEODIUER, (L2 ER SR &l AT, %44k (angiotensin
T receptor 1, AT,R) /-, fraie 0I5 B9 461)- AT 5%
Vvl 32 FH G 7 0 e LA« EM 2% B 25 54 (Plasma renin
activity, PRA) , F¥[EE (Aldosterone, ALD) ¥ % Angll
W ZREW, RAS 5K MR RFRREY, [
H PRA JK T, Angll K ALD ¥ JSEA7 52 j oA Jit A M e I s o 43
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. RAS HEl A I EHREFERR

(—) RAS X iy LR A JF 4 3 B

R E SIS G Angll . AT,R 5 ACE2 Fik ik
B, AR, BRI RS R RAS P06, ik
B9, Ang I /N ER B M4 0 R3S &, 51 ek
PRSI, 2 R A AN S ANERBERE, 3 /N A i E e g
A A HBB S T 5 R NP, (BUAOIE A deth, LA
B e B, ATIR B Ang ITBGEJS, SEEHEIK) Gyay AT
Gio M1 C (Phospholipase C, PLC) J-7Hifi)i Ca? vk iz,
HETHOE — RV SN, o WG IR 52 A48 Re 4 A BRI AL i
B — SO IR R, T R A, R A R ) 1
BT IN= 3 AR 3% 7/ S = | 7/ A P 1K1 & = 0 /R = A N
W, S R E R, fEARSERT ST AT UMD, R
ACE2 MRIE T BRI B /NERES Ang I KT, 51 E
V1) Jo - 4 8 A4 6 i RN, A e L s 1) e R v i A
LI L,

J 5% 25 VROV SR TS G 8 Uk B IR s - R A T E R N
(Polymerase chain reaction, RT-PCR) HiAK, #5IXU 'S 2l k4%
N 2R B LA B 1Y) Ang TT 4% #EH AT{R mRNA [k . 453
ST AL Y R N O R e B A2 Ang TT/KSF- J. AT;R mRNA
(R Ik TR A o XA TR XU B Jope A e o 1 5 4%
TR Ang Tl A H ATR %, BT S 5N EEA
KM TR AR T Ang TLIOTER, 40y ATP FF§, Ca*
W, BEARNE A NS Y SO, AT IS O I B )
AT P BB o S5 PR AR RO S
B B8 RS IE e Bk (Western blotting) VERIF5T & BIEE — 4
1% (nitrogen monoxide, NO) = iy il & 15 453 5 Hh oK B
A2 Ang LT 7K B2 AT.R mMRNA B A s TR . 4553
Wl AE NO S Z PESRI LB 46 F N A7 48 Ang 1T S ATIR i
FFREIW S B, ST 25 SR E . Bkt
DL ATR F og 246 B S HUE (R 2R B HUR, M
FHBGERE SR B E (ELISA) HiR, #iliEs g+ bt G &
FHRIRE ATIR 1 R 24K B BB R R 8. BFTUEs R
M. &P G | AMBA ATR Al R 244 B & Piik T ES &
MJEAIFERER IS, AT.R M ogR 324K F S Bk rH R 5 R
VR CHE ™ R AT G ATIR R ogR B2 48 H B B e
MRS HFRE R R T EZEH, AR R E 6w
N e ML B I 40 T SR R U R M A i o X £
NP, 0 T LR A I B B IR R AT K S T ATIR F1 ayR
SARBER AT, AT Sz AR RO E R, B2 AR, X
R A =R ER

(Z) RAS ERZ ML mill & IFEIREXR

JE % M IfL . (Essential hypertension, EH) £ 3ER £ K

FH, WIESEROTVL O T BH HIDCEERBETY, gk
PRI RAS IR . MT4E RAS PRI A A (1) i %
KEK (AGT) HENZEFMEHXIES EH KRR, AGT
SER G — P B (1, e 2 SRR BR 1 I 370 i DR B 5 e 1 —
T, B DR, A T AR 1942~43 X i), (5 AM4b
BT 4 ANETHR, £2KY 12kb FREEA)FH. 2N
B4R SNPstream 7 A 1SR A i S5 - R ARV 1 BEK
Z A% (Restriction fragment length polymorphism, RFLP-PCR)
BRI AGT HEA tagSNP £ 2454k, #F98 &8 AGT M235T {7
M BRI EER IR NEZ —, AGT %K
rs3789678 Fll rs2493132 A mi (1) 2 A PEAT i 5 J5UR M Il
[ 05 R AR 5%, 3 H. rs3789678. rs2478523. rs7536290 iX 3
A tagSNP 5 1A E 5% (Body Mass Index, BMI) f77E% 48 T AF
o 2R MR oY A B AY B 7K 3 11 -2 K524k 1675A/G (AT,R
1675A/G) BE[R & Ak L5 dh sk v i s AT A OGHE . 78 3h ik
LR B R AT, ATR AL1675 2547 SRR o, Ui
1675A S5 5 R ] i 2 AR AU g i e ) — A EE R AR o [T
LEAHSCPERF I HIE KB AT,R 1675A/G e 22 AR5 RS Hi s
CRYZEHOT PR 7D B8 By 28 A St s o),

ACE /K2 histfE ke ), ACE JERRIfEIE 16 W& T T
sk R —A 287 bp rDNA J BufiA A (nsertion, 1 |
B (Deletion, D) 24P, M HIXFh£ L2 MG ACE
AP =B % . Roberto 25MMF5Y K L, ACE JE[A () D 247
SR AT e s A 5 B 40 T B S R DY . B RS TIYE ACE
FERZ AR EH B0 ILH, 2 BEH MM E R EN

RAIHP R, ACE BN ZEMS EH RAEXRZAKR, H
D SEA7HE A W RERG I EH PR FH GRS, f£7E ACE D S5k
K/ EH BB e FU4i Ik (systolic blood pressure, SBP) Tt
P A v LY B B [E B (total cholesterol, TC) & N 5 5h i ik
A3 B A A PS8 B B o S AR T8 o [ % ) ACE JE A
I/D 2 AT,R 3£ A1166C £ A ME#RE4T THIFT, K 3L ACE
DD KA D 457 J B8 43 A1 A28 B AT 8 (R K AT 1B B 1)
i&#, ATiR AC+CC FEFRALH C A5 Kt 2 IUAH R G H
DD JEHALFI AC+CC HEPH AL ] i f& AT v L HIZE T fE i 1
M — TR 2 AEHAM SRR AT T ACE LA
AT,R ZEMELA LKA DD+AC R AL i AT 2 s 1l R 1)
R PRI R, AR R F R, WETOE R IAE
MR, BTl e i R 2R .
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