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Y Shy ey ZRAR) , A ] A L ok AR DG v il 1 3l ) A A S
R DT 47 8 L5 0 A, B v B R VG B 1 o I S AH G
W A & & i K R (Spontaneously hypertensive
rat, SHR) 72 5z # A S PRI 32 PR 2 £ 1 s 9
o 182 1 Al 5 NS AR Bl HLJE RS T IR i
FEARE o HEAh, AR AL M s I K BR (Spontaneous
hypertensive rat—stroke prone , SHR—SP)#& Y  Dahl £k
JE& M (Dahl salt sensitive, DSS) Kk B AR & | 7 B — e
(Two kidney one clip, 2K1C) #5215 T (5 #h 1
B N TR ) AR K 25 ) R R N - LS
1% H fig (N—nitro—L—arginine methyl ester, L-NAME ) . Jif;
PR 2 48 FZ B I ( Deoxycorticosterone acetate , DOCA ) | Ifil.
BB 9K I (Angiotensin 11 , Ang 1) %515 FH T & ML+
R PP I B AIE S 2 R RS R ) 22 T e I P A
PRI LRI A 5 e o AR SORE X DA b i il 5 FH 3

* R AR FELEZR 2 FHFAFELT A (81603513) : 35 T “Msm , Wil A "3R4 % B 5 ok ) 5 dyHDL 34 & bk 1 SIPR 1/PI3K/Akt 49 5~
FREHH, AFTAKRAK; T AE AR ZALER 4@ ER A (2021A1515011485) : 2 T AR 32 5 69 K 3k E & & Z 5007 5) Wk 25 2y
FARBE RS FERMBR, AT AZBBRPESFRAHRR T ESHMEAS LHTX(BFEHAZK2018]12F): BRPESFE
BETEHEASRIHTTHAF TR IR T FH, A v A KEK,

* ok BIRAEE R, B, EEMR T AT VT ERSN AT AT RN ARFZRRT, PHARRG DA EFRAEZ RO KEK, EEE
Wi, #IE, ERMR T & P EF BT A LSRR ZH AR LR S RRFR,
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PR B S A7 1% U R A B I T A T
LU R s U AR G SE e s fe s B 2%

1 EENEMEYEER

SR,

1.1 SHR#EA

20 28 60 FEAAR , AIFFE N 51 B Wistar KU %
BHH 2005  FERUE S [ & Hl I RS %
J& e I AT KBRS 4 1 (SBP) 34 200 mmHg, Ji5 HA 1T
A E AL O U RS H A SHR )
12 0 FH T i Fe & AR LA | e i e e A AR LT L
JE 2454 7 1 K v IR i 1 TR RE AR DG 5 Y i
i RS NG ST (WA SE Y735 (O oy = S e o 11 S
I AR, AR R 5 TR B . FERIFSY e I 50
PR ABIRIAT , Wistar K Rl SHR A5 UL
1.2 SHR-SP#:A!

SHR-SP A& X SHR A TR e e A G &
M2k o SHR=SP K B 1fil Bl 5 A K 320 i o e O 3R 30
iy R L, 10 J R R B i s — i i 190 mmHg,
TR, A R R T 80% , AT HH 3R I 0 Mg
B 1ML AR, SHR-SP AR AY 5 i FH T 8 1l A 56
A8 B A T I8P A R B i F) BF 9 e R A 1
i, i, (H T BB, Ao, IR
Tl 7R B AF 5 2 AR R S 3 T oK BE R I R Y
A,

1.3 DSS K AEEAR

DSS K B A2 Lewis Kitchener Dahl 6844 5 Fl £h ik
JEHY SD K BRI & R AN [k FE A e R IR (4%
NaCl,8% NaCl) Fla] F5 I 1] (37 & ) 24 Al 4 107 A A
[Fi) A B2 o I, DR 2 BRI I AE 4. DSS KB
AR ] R AURR G ol A e AL A st
T B K 250067 g h o=l AR 5 R
R AR i 35 m) e o v ARRL , BT R T A L i R AR
RERTE UL T
1.4 #AR &0 ESh YRR

el R DAL e L 3 ) A R S o v I R D R
PRI RE 5 1) 5l 4 B D 4 v sl i o sl W 2 B DR B, 3
i ghi (o RN i o B 38 -1 A ok 3R -
il % %t (Renin—angiotensin—aldosterone system,
RAAS) Ve iz 45 (0 il 9819 82 4 s AR T, Rt
T RAAS iz 8 1 i SE R E A g )12 g FH T = I
JEBRL RS (W3R 1) o BNy % FE R Sl S AL 1 Ty vk

FFA CRISPR/Cas9 3 [ 4 AR | i 56 G
TS o T B DR I Bl A IR R R 5 5 A
O3 DRI A5, DT B B s 0t & AL, DR 25 W3R
97 HLA TR R

2 FRESHSMES YRR

1934 4F, Goldblatt Z= 81 T Bl B 2 ik pk 78 5|
AL 1) R 73 000K B AR R, SRy T AR AT S 11 i i HE A 1Y)
KEFERE T HiE s, 1938 4F Rytand ™' 53 1E IH BH 2E K
SRUEF Bl bk T SOR B I . PR S0 i sh
AR TR 2 3 Ao A A B 8l s/ I VRIS 1 U B D R
JUE | ARG VEE 1 T R TG RAASS, B0 A5 Wi e Al K
N AT e & INATS) W= ey R Py T = [ DA S
B2 B 403 1 o 3 AR B 2R ML LB Bl OBk 2 i
Je TP S5 A O e I A TR, i A8 Ty vk TS AR R
W2,

F ARG T =5 1l AR o 2K C A AL R H
2K LC TR 2 5 3k 4k B 79 A0 O, — 05 0 ik P T el
AR ) I A A 4 R ) U B e FL B ST, HEAROR B
B P05 B T A R R RS [ 3 F 455 PN 2 T i
B fi O LA JEE AR 2P 50 A0 2 B 5340 1) R g ik
P55 5 M v I AR R, A1 L w4
A5 5 00 2 B LA o O R A o A B 2 B Y F
FE, 2K C R I A 75 ) 5 7 Jeg B M 2 X LA 4 o) '
PRE R, B IR )% (40%—-60% ) AN i
ol AT T SO AR 2K 1C Y i i e A Rt
77 BCR , MR B HIT 1 L 22 2R 254 72 B sk, R
4J870 HKFUAFIG 64 2, SBP{H A 164.91+3.18 mmHg,
TR 2 B R 3K 94.5% , AR %35 89.1% , UM #E ST T
— i by HO ) m W o i T AR S
U AY4R Je g 57 AR RY i K S A7 7E 22 5%, Saleem 551!
i R TE B Z 4 (N 0.30 mm; /M2 0.63 mm ; BEJE
0.16 mm) W4 7 B AR AL 48 U B Je 2541 16 UM
S ik 7 B i A i R N U AL R RS 2 i 12 1
/NESBP{E>120 mmHg,

F-ARAE T A 1R AR Y A A 55 RUE R 2k (Two
kidney two clip, 2K2C) Fil — 5 — J& % (One kidney one
clip, IK1C) , H U 5 2K 1C B RIAR [R] , by F H: B 43
P E IR, g P AR R Il R 42 2KIC 5. i TR
v 5t o 14 /0N BROK 32 A 32 SRR R ), 0 12956
/N BB IR 38 3 8 T C57BL/6 /N B e /N L Pz
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ARA B4 FERETy % AR 5 LK

SHR Wistar & HFFAM20R, FRAFRRE LR HALGLERBAAG, BRA 2. REFRA L, o ERE M
HILFHmE, BERLBRRA S, £ R PEERE R,
SHR_SP SHR X & SER I B30 T R s #ﬁ@ﬁﬁﬁ?%m}zo BT & BRI KR A
el 2 b
o B AJR RARAR AT B4 T B R AR L, HRAF AL, S B AR . F R

DSS SD X & B F A LA SD KR P35 BT o AL el
hAGT o hAGT A B) 2 EHASD K A2 #h LR FH o EHLARAY, A THLS0LEMKRAASHHE
HE R P ¥ AR o
mRen—2 o H# mRen-2 A FAHANEF B SDR AR Kb B F THM, o ERE ., JEATRADESGSFHL
AR RARMY, B AR B 69 7 5
Ren-2 — Ren—2 #% A B X X5 SD X R X fe RAFEFHRER. AT &b ERILFLEREEZFIHF
HE R w7 # AT o
ALANSHISP | SHR-SP X &5 rTg-DI X & & A MAA o AR B A A I o, THEA & oA
HA R AL w7 i . 8 5 7 s N o T 0 A
Ang II AN Ang I1 & KA 551 B He WUR 1 ApoE BREMEA i fis A &0 AT & Bt d e iE AR AL S s
A RAEA AR, AR
(P)RR CS57BL/6 # (PRR A B AR 2 A D e R b BAEAK, TR TAR SRR F R AARRK RAAS
A RARA Q)Y B ¥ AL W BT
hPDE3A SOk RAZHIEHE A RFHATOE RAGEAN BHEZ0ERE, AATHE—FTHAZLERE
A A hPDE3A K R % . AU, FARAT 0 4 B o RIS T T
Nedd4L-KO  C57BL/6 % 5B NedddD EH A 5% %;Mk’a‘ﬂ#ﬁ%%ﬁwic THATHEMER S0 ERHESR |
AR A Q%N A8 R AU R B TR .
Hsd11b2-KO  C57BL/6 Cre ) & 5 Hsd11b2~floxed N A LA MAMFAIRAT Sz . TR T AR Z B Ao B B BomAB R AL
HE R DR W7o LESETES

7 :SHR: B & M & B KR SHR-SP: 2 2 B & bk & do JE K R DSS : 3h 0% 5 o B A hAGT A8 %Kk Z R RAAS: B -0 & Bk & 2%,

mRen-2:/ LB E-2 A B ;1 Te-DI K R A i B om R B K R Ang I e B R RF 115 Apok: &5 & &

E;(P)RR : %% R4k ;hPDE3A : ABE

BR = B5 B 3A B ;NedddL—-KO : ;2 F i 4255 25 B 3k ; Nedd4—2 52 & 3% 4585 4-2; Hsd 11b2-KO : # 3k £ B B3 BL 2B 2 J5 B 81k ; Cre ) & : Cre & 41585

R Hsd11h2-floxed Ay R £ Hsd 1102 2L B #5536 A LoxP 42,569 /s &

R2 FRESHBEMENMEER

A B #ALT & AR 5 ik
Ry W8 RAEE (A420.30 mm; 5h20.63mm; AT F I, o EAE BB AL R B RE AL, AT
—% EEJ%-0.16 mm ) B4 A 25 4UA BB Bk B R LR BB AR A 09 R 32 A T AU e 08 5T R BT A

Sy SDAR UM (030 mm) 4 3L 5 Ak. %Eﬁéi,%%%éﬁfﬁﬂiﬁ,é%;'liﬂﬁﬁT‘—ﬁ’ii%%,ﬁb#h%tﬁ%o AT L
Rk B BRI EF 5 BEGR

—H  C57BL/6) UR K(0.12 mm) 53U AM KShikeiath RAESLA DM ER. HAXRKHBHE &b ESE SRR E M, L
—%k KR %o KB EHREAHERENL,

Tt v 45505 1 32 3 — xR . 2K2C k] 0 A T 1L
FOES B 00 SO A5 07 T AR B [ & MG
A R R BT AR = R AR o )
B 45 FL 30 Ui SD K BN 3l ik £ 57 2K2C B i
Bt AR A RIAE T 1 H iSRS 2R 4 8 SBP
B} 176.35+7.32 mmHg, % & #5511 7+ 15 59.97 mmHg.
AR RZ O Bl A, R JE 24 1 D4 K LU SBP
{54 196.5+9.07 mmHg, R J5 7> H 4 K KL SBP {H 4]}
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IR Y785 KO 206.3+7.6 mmHg . 1K 1C ¥ 2 i

IR — 00 B 2R 47 3 A, e i Ay ik A R R
HIYISET R o Zhang Y EANMER T L 45K
BB sh ke SRV shlik T BER VIR A4 L g 57 1K1C
o I K FRBR AR 3% AR 75 SBP A T #8 3 200 mmHg,
(ELAE 35 F ) A 3 12 8 . Skaria 259X 4 H R 1K1C
B S Jik 25 FLIE T R AT BE X 3h 4 B T 1 ™ S AL
P45 1 e ot JRUBS: I o A4 i = A, B0 e 1K 1C
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IR AT T Bt | FR I B I R ] Rl 4 4 4 4 A
i P SR 7 B, B0 3 W40 S 22 B Bl Bk O FH U Y
J& (0.12 mm) FEATEEHL , 1z X AP B 1) 1K1C B, /)
FUAR 5 12 J8 SBP F- ¥4 2 150 mmHg, 76 H /)N [
67 H/NBAFIG BB/ KIC AT 128)

3 INMEFESHEMmMES YRR

3.1 LM F e B AR A

1948 4 W olf 4538 2 I PR S 45 BIF 52 58 44 5 1L
B R RN 2 RN A5 DR 2% R B0 N IR e L 48
M0 2 — 0 RPN o IO I v i s B AR R R
MY TBOA Ly R R R AR R, B2
T A R SR AT IR R A B
HEAN M TR REM A RS FR-MEERRR
i A K, 1969 4F- Smookler 25 1 FEAILIN AT , %5 15
FIGE 35 1384 SD KB, 12 A5 SBP>150 mmHg, K Hi/RK
AR 2o A | VA Ve Y ki N e g A S N T [
B Wistar K L, 5K 2 h, 12 J& 7 SBP>140 mmHg. %
b AR ik 5 | A 1 vt s R B AT vl P, 22K
FERNL AT IR S 4-12 RNIRE IR o teAh, T
AR 2R 1 BUHAE 32 0UR ML ™ A 0 R VAN [A]
T B TR AR AR BB A3 K R S B, e = )™ . H
YR, 2 X 7 ) v B A A B T ey vk A ST
I BIYIRERY G 75 58 35

SR R — O BN, RS R A A R
1% (Chronic restraint stress, CRS) 7] A 5] # K R — %4k
ZNO) D O UL PR 2 PR BB e TBE 5% #% 1 1 mRNA
FEIRIEINAE X SO A FE AR Y Eh S ) RS N I i
I REM T BALES . CRS B ¥E ML vk by T4k |
BUASAR , 22 1T I 80 i) 5 I A AL o A F 5, AT
S FFABAR AR g i e R BRI, Silva S8 A A
B 20 o s BR ) Wistar K ERUTE 2 (56K 1 h, B 5K,
12J8) , AT RIZEZE o A B3 3, 4 3 A I o 37 K
SR SBP, J 2 & 37 CRS &7 i e R FRBE RS . 4R
SRR R AR H TR KM /N6 b, 7 2L 4
TRIGAMES3RO0K N 1JEH, 4 f5 8, &
/NEUSBP, 25 5 7R 37.5% /N B 3 I (SBP=140
mmHg)

¥ AT DA 28 I 22 R 4, R 2 UV R
ol il N Bz — & b & A B (Endothelial Nitric oxide
synthase , eNOS) [ 3¢ 15 J1- 3 /> NO f9 7= A=, i 1fiL He 48

PR YA I IR It e AR R I R T i AR, Tl 4R A
PEIR , SR AF5T FE A O /3 100 52 M) 1 AR S 58 B )
BRI Chen 25 FH B SD K B ST L FPAR Y | 4
K E T (6.7+2.0°C) TH R 2 Hr % FEZH 5 L 24.0+
2.0°CIH[RIFEFREE 45 2 i /s KERUES 6 Ji] SBP y 145+
4.8 mmHg, Sun %% MK BB FIRE M 5CH,7
JE i IR T A O s VA S 1) 4 R PN A K A R
R AREERTIAKF .

& P ] BRI 48 (Chronic intermittent hypoxia, CIH)
W R 1 1 1 3 40 5% I AL ) A AT AR A% A LA S
PRS2 1 il A - 5 A AR R AL 5 | R v i 0 A A 2K
BEL 7 e B A B I SR B AR iR A B
B A8 A 2 ST L Y R A DT e A
A5 T3 VA 1 CIH A S0 L A5 952 05 114 sl ) F 5 0 e T
5 O Y, R R . SRS AETIE SD R LR
B TRA A, g AR B i N AR
R AR N I S SR BRI 21%, EA AR
4 min, & N EARE TR E L 3 6%, (R 1540 s, K )5
FEAEAS min BRIRIE N 21%, FEFFEANEER 9 min,
FER 8 hi%LE 15 K, 459 /R K FSBP{E>150 mmHg.
32 MREFHFH GRS AR

I PR b 3 6 L = R o MR 1 B S 2 e i
A ARSI 2R o KBS S 0 e I AR TR A AL ) 5 ko
B CRAAS BTG A A 2 G PE RN | P B Ty e B 55
Ao SRR 22 52 A R ZE s AL, 1 IE SR A O 5 i
JE AL B R 245 9 1) i 3 AR R A A A SO
Jensen 22705 60 H 4 JE ¥ SD KA 4 40, 0 W dk 47
IEHRE BRI R (10% wiv) | = R + 15 A
(10% wiv) IR, ESE 14 J8 45 5 Bon @ g+ =k
L SBP>130 mmHg., &I AN 5545 T SD K Bl v Ml 5
RETEL(10% FEERE L 10% $i 109 B BE ) | [RIEH25 71K
W9 (5% wiv) %25 17 J&, SBPAH A 169.00+15.32 mmHg.
C57BL/6 /)N B i 6 = BE AR 12 J8] , JHe i He e W fed 7
s £ 1 R R R R ok N B (L3R 3) , il
TR Bl FH A A 37 v S 8 el v o AR AN B
TIPS HE ST e I A AR 5 AR CSTBL/6) /N B
R A 3T R BRI N B TRLS

4 HYFSHEMEN DR

NO J& 1 eNOS AL M T 5 LA U4 . L-NAME
Al 5 eNOS Se - PELE &, NI 6] NO 19 & s AT i &
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HEA 4 HAE T BER 4 5. Xk
S WA F R R, ER2h, % SRLAR AR AT, B -2 R AR |
84 %, SE SRR £
Wistar kK &~ R (HER1h, BASK, %5 128) ol
ok 3 i TRREG33RBEES,FR6h, EE BREME RAMK, $0 TR A& 0ENH GHFR, o
40 X,
SD % A (B RE67+200), B nx, o R D TRE ARLRLHEATLEY R |

] BR B4R R (AR A

C57BL/6] ) &
I Y SVE

1% 18] BRAK

8] BRPEAK B (B ALK R 6%-21%) , 4 % 8 h,

SD X &,
' EBI5E.
SD X & BB A+ 3 IR £ 4298 X
& A8 )+ 5 Bg A R+ AR AR B (5% wiv—
SD X &,

22% wiv) #4119 &,
CSTBL/I6 R & 2 Aabt+ 3 I 44t, 5484 R

10%-21%) , % X

R EIHHBER

[72]

fal S S AR, AT B R AR K S R R 8Y B A B R AR T R
Hah oy b ik,

[75]
[79]

[80]

3 A RERAE, S THAM, EEE K, A TIRMAE G O

" e
KM £, B WA (5% wiv-25% wiv) , 470 & B N DA T TR P i 1
C57BL/6) R, & 2444, % 4 56 Ko b
Wistar X & S At E L 154 K, IE=
x4 HAYHFSHNELIEHWERR
#AEH M Y AT ik BER 4 & Tk
N-#K 3k ~L-4F Wistar K & 2R, HF R 20 mg-kg ', R 1R, E4 14K, BRI EME A D AN, hEMELE., $ATHE—A ™
BB B SDRkR  #F,HX50mg-kg' , FER 1K, ELI8K, R -— AAC BB 7 AR % & RGBT 2l
SD X & BT EA, R 25 mg-kg ! AT R2K,E L -
BE AR - FUR 56 X o X% EEE5F R En R R e EGRE, AT
R R N Wtk 2 B TAHANBA, BRAER 24 mg, HR ARHAALKE LG S RE, 001
1R,#%421 X,
HER TR L4 i 54 1000 ng-
WT & [97]
kg, EL28 R,
gy VR BERL T A Y252 i L 554 1000 ng- AR EF MR FH,RRNT REF-0EERE-
DR kg, # 430 K, B ) R 2 Sodfe s B2 A eg AR A
SD £ & BERKTHSLY & 554200 ng-kg, -
HELE28 K,
RIRFELFE  SDRA KT ES, FR20mg ke, BR1K,EL21 K, BAEME, N THREML D 0 EREESDOIHFR, "
o B KA KM/ R UARESH, HRSmekg , BR 1R, &4 14K, HBAEME, HTEH. ATHRAEAFGEMLZDREGHFL, 7
R T+ & Wistar k & HF RS, HR S50 mg kg (£52K),21 Rg+ O A T o)
&y # #4394+ (4% NaCl, 28 X ) .

B TR o L-NAME & 1M 3 90 8 B RRE O 15 2
REAN4x AR BT i AR AL AF0 AR T F oY —

LR -——A LA A (Nitric oxide—nitric oxide synthase,
NO-NOS) ZGEAH I ML AT 5T, 75 35 1 5 W 5y &
i i A RRE ™, 20 142 90 4E4X, Ribeiro 45715 4%
L-NAME LA 60-70 mg- 100 mL™ it ¥ J& 3% fifé 78 1K FH 7K
] 7 4-6 JEHR 58 H Wistar K BRI A 5200, A& 31

K FRUFE 4-6 JE B SBP 1k £l] 16446 mmHg, 1fi X 18 2 4
108+3 mmHg., Garcia 55" 45 T I PE Wistar K K
L-NAME %} K 20 mg-kg ™', 5K 11K, %2 2 Ji )5 , SBP
{E &y 1652 mmHg, M 3% 9 650 i H] 3% 245 W) 1 R
20 mg-kg ' H SD KR, K B E SR, R
HE B BRI 2% 22 28 KRG 251 1 L-NAME 7§
S I AR AR R B L AR A
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DOCA J&— &k Kz Brift &, Hoot v i T i pL il 5
RAAS RG0S A ¢, 5 T AR S DOCA £5 Uk
IR, AR RLRRIE R AR B R PR R M i
JEIFAEA A i 22 AT 3 in 40 lkoa] F 1wk
FAANBME R SR, BEREFHES T ARG
N I 5 FH AR R TR I AR B . DOCA $h A A 7
1970 41 U HH TS 8 10, B0 IS AS T el I Bl 24
BEAY . Kandlikar &8 F i A1 B X0 5% #670
DOCA R U K R AL, K B T 59 DOCA
K50 mg-kg', BRI, W45 T 1% 3K IF LA
HEAT B EVIBR AR, 2 J8 )5 i - R 28 SBP {H 2 109.0+
5.3 mmHg, DOCA #1 SBP {5 128.0+£3.6 mmHg. 7chf
FAFIN SD R BRAT 22 B VIR A , AR J5 BT T4 DOCA
K 50 mg-kg ™, BRI, A 2 K [A] B 4] 37 0.9%
NaCl % 0.2% KCI k7K , 55 6 J& i} SBP 7t % 180 mmHg
[

Ang I1J& RAAS &G Y E LG VEY) T, Ang 11 F]
5 M B R R 2 ARG G0 il A e, s o e
W sh® i Ang T2 4 85, vl 5128 5 #0540
50 ULEF 24k | il 45 2 98 F CKD 285, IR AR
RURBFFE M4 B K = 2K MO P E SE N T A,
JERA T RAAS R G AL DI REAUAERY , 15 5 R 2l
R, U S MRS A o 24450 A s 1] AN [
AN R B A O . CSTBL/6 /IR, TR 3R J
FVEA Ang I1(45358 1000 ng-kg™) , 4L 30 K, Al ¢
ST R IO B AR RN, SD KRR, BB R R
T 5 Ang TT(EE5341 200 ng-kg™) , 1 J& i SBP 2 198.3+
4.4 mmHg, 4 Al i} SBP 24 201.2+3.9 mmHg™, #R & 3¢

U A A8 (R 5 R I A A 5 . o e LA T 5 i AT
2021 M . P ER A4, 2022, 37(6):553-578.

2 A, S, BREE, S5 2018 4 i [E AR R I ML AR S R R
W5E . PAETA T2, 2021, 42(10):1780-1789.

3 Kurtz T W, Morris R C. Biological variability in Wistar—Kyoto rats.
Implications for research with the spontaneously hypertensive rat.
Hypertension, 1987, 10(1):127-131.

4 Geng J, Zhao Z, Yang L, et al. Protein Kinase D was involved in
vascular remodeling in spontaneously hypertensive rats. Clin Exp
Hypertens, 2019, 41(4):299-306.

5 GR[ESR, KA, SN e i A BIGE Bl E R LR R
9 B O JUT T DK 4 B8 0 B WL . v B 4T 80 TR B 5, 2020, 24(23):
3708-3715.

BRARIE , 73 A 2500375 A e I AR L35 4

5 INGS

o I S P R AR A 5 N 2K e il P ) FE T AL
WFFE N B2 A 1 Sl A SR 5 5 ot A
SO L AP 005 A0 VT A 6 TR 25, 48 LR AT S8y T 7 A
IEIT R . IR Sh Y AT ok 4 K AL
FARIES AEHERAYHET . 8% i AR R
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Abstract: Hypertension is one of the main factors leading to cardiovascular death. The number of cardiovascular
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patients were about 330 million in China, and 245 million among them were suffering from hypertensive in 2021. The
rates of treatment and control of hypertension were less than 45.8% from 1991 to 2018. Therefore, it is of great clinical
significance and social value to carry out hypertension related research. Animal models of hypertension are important
tools to explore the pathogenesis of hypertension and evaluate the development of antihypertensive agents. At present,
there are many ways to establish animal models of hypertension, by consulting and sorting out the relevant papers of
animal models of hypertension at home and abroad, the author summarized and discussed the replication methods,
principles, features and applications of commonly used animal models from four aspects, such as genetics, surgical
induction, environmental induction and pharmaceuticals induction, in order to provide a reference for the selection and
establishment of more scientific animal models of hypertension and lay the foundation for the combined treatment of
hypertension with Chinese and Western medicine.

Keywords: Hypertension, Animal model, Model building, Model Evaluation, Application
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