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Abstract: Pulmonary hypertension (PH) is a progressive, fatal cardiopulmonary disease, and eventually leads to death due to
right heart failure. The pathogenesis of PH has not been clarified and there is a lack of effective treatment for PH. Recent studies
have shown that autonomic nervous system (ANS) imbalance and renin-angiotensin-aldosterone system (RAAS) activation are
found in PH patients and animal models, which are involved in promoting the occurrence and development of PH and are closely
related to the prognosis of PH patients. This paper reviewed the effects and mechanisms of intervention methods targeting the neu-
rohormonal system, including a/f3 blockers, B3 agonists, pulmonary artery denervation, renal denervation, sympathetic gan-

glion block, vagus nerve stimulation and RAAS inhibitors on PH, in order to provide a new method for the PH treatment.
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T AR, R SR A | AR 16 A B
Wil (pulmonary vascular resistance, PVR) Fl ik i
PRIEAR , {5 PH A 1 TS AR AR 22, 1012 PH S
1.3 SAEAEAT R HILN 89.2% .75.6% .56.0%,
I PH BYYR YT TH G 1% 2 PRI . R IEo
FH, B E ML RS (autonomic nervous system,
ANS) 2K Ay ( B 52 8 b 28 3 B s 5 kS g 2k
15 ) B &R -4 5 9K R -1 [ B & 42 (renin-angio-
tensin-aldosterone system, RAAS) MG T &5
PH ) %2 2 e, AR SCHIE ANS FITRAAS 1E PH %
Az R S MR K LM 23R R G L RURYT
PH 0T 5T E R R AT 2558 , LUl PH RYIR 7 4t
Z%,

1 FmENHES

il 6 2R 292 o i Bl £ 4 (SRS I S I AR
TR LFYESIC O, S LA 7 S JEep 28 ok T
R AN T G E R G TR (O R RN R BT 12N
XA 28 149 5 £ 4 5 R SS I 2 2T AETERE S A
T I AN 5 DN i Al ZH 28, ] 1 3 8 Tl
NS DK BN 5 & AR A AN NI AT, SCRCHT
M4, Al 3K H AR <100 wm B Hli /NS K . A2
LU IR A AN (5 E IR AR Uy SCBEmG ) 1Y
G LUL BN , T1% A2 on 2 B X E B
Jit AL 2R 8 2 o S 2 S A 22 i
B AE T T AR Y B B3R BB 52 4K (adrenergic re-
ceptors, AR) > I 5 IfIL A 7K J7 , a 1AR 7 A il 1
AR IA S S L A AR AL, T R T FE 3k
JKFN AR BN Dk o S A, il i PN B A ) 12 3
[ L 2235 B1 I B2AR, I AT HE BT al AR 119 1ML
WedE R, S 80 A A sk X e 5 58 Sk ]
Jils XL A5 AR G A 28 SO AR R Ml R T T
ANS{RYY PH ZEE T Bl

2 ANSKEFIRAAS BIiEEZE PH R H91EH

ANS FI RAAS 75 Jifi S GE 96 35 Hh 47 i 1 2L
WA €, IF 51 20 M % VIR OC , 40 PH R A
W E O RRR, IF HARA A DY) RE R, ML
ST S IR 28 R B0 A RAAS SR ZEF71E % 190 B
W XA, PH B E ML 2
& (norepinephrine, NE) ¥ B & B #HLZE

M 22 75 P (muscle sympathetic nerve activity,
MSNA ) S0 78 S M 32 451 T ) S S e
I L L - [ R SR T (2 -MIBG) U A
X S 52 4 R A A 28 A PH R S
PI-MIBG J&—flt NE 214, 5 NE 525 g £ 0=
SR, 78 PI-MIBG (O JIE AR P A7 ™ 5 PH Y B &
A7 0 20 PI-MIBG ik s 2> (/I 5 155 B9 NE ¢
SR , UL PH AR & UK N NE B BE B 2 T &5, NE
MR E 5 T PVR IR ARG [RIARE AT AT
FEAE th, MSNA 15 PH S8 3 (9 21 9.0 IE 3 25 (New-
York Heart Association, NYHA) 73 2% .6 5351 2547
5 2% (6-min walk distance, 6-MWD) 284555 H 2240
5%, JERLh PH B (4237 000 PR 2R

IR 8 — T PRATE S84 5 2R B, PHAER % o IfiL
B 5K R % {L il 2 (angiotensin converting enzyme
2, ACE2) i #1145 %5 7K % (angiotensin, Ang)
1~7 W B2 AR, 17 Ang I 7K Fhm s Ang I 5 H
M Bk ER 1 Eﬁ%ﬁi(angiotensin type 1 receptor,
ATIR) Rl A B ik 3 2 B Z IR (AT2R) 1 25 5 B
A AR AVERT, B AT @ B8 25 1 W k)
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il 805 B 20 Bk - 1 LA B (pulmonary ar-
tery smooth muscle cells, PASMCs)al1AR [, NE
YEHIT a1 AR 3 £F p38 i F§ A2 i PASMCs 571 , 3
i 1 A A P4, X R PH Y 32 S JLER
fiE, 111 PASMCs 384 78 7] 4% o1 AR BEL 77 R 1 1R T 411
i, IF H AT LAY sk i 4 TR AIR PAP ) X 3R
TR WA R P 0 e M 1L T A, oS0 I IO L KT o
TAR 25340 T AR AR 14 15, Wk i g 4
sl e a5 1% ) B b AT ol 4 B R A Il A T ok,
A B AR 5 R, TR, oL AR BEL 5 BR
il 7 AE PH AR B4 .
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3.2 BARPEFFHEFI

JUIUR A RS WY, BAR BHLH 1657 )
&0 J1 550 (chronic heart failure, CHF) B2 11
OB FE TR RO RICR , B ET E PRI e o
SUAEAF 0] BAR BE# 57N T CHF , B A CHF
BHEYNIRIT AR A . BT BAR BH i ) X
CHF B & K W25 4b , Thenappan 55" #F— D455
T BAR PH 2 A 15 ] T PH B B A0 3,
PRI Sy 55 2 U 3 v AEARL , A0 g B v At A7 7 5 SR
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A 25 BIVE ™, Samar 252 K& < 4 b 15 BE &
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5 GRA A L, A A A BT R4 PVR /D
N B & -1A % 32 {& (endothelin-1 type A receptor,
ETAR) # [ 2 ik F# 4% 32%, ETAR/N JZ & -1B !
7K (endothelin-1 type A receptor, ETBR) RIS
1% 62%, .0> % BE J5 & B 6k /0, H ETAR/ETBR
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I RS0 v, 42 32 He F& R TT 1Y S A O A
53 BOF AT 3 8 26 HC A i 0
fb,6-MWD i & TR [RIFETE PH S BUW A O
U R R I B KT A2 50 9 2R I R O IR
A HEEA O IRE, WA B O = AL &
L6

g5 LRTIR B T AT REX I B0 ) 2 Rz Bl it
T3 A GRS R i BAR B IR YT PH A
G, HETIR A HR A 7 BIESE R W] BAR FH
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7 PH S ] BAR BEAE ), BRAEAT HABA IFAE ,
e I AR B PR B CHF >, 7EF0 3 A %01
Ik PRIE 48 A1t BAR BELT 75 76 PH A9 4 FH 35 1l
LI ZHT, A IR KRB EE .
3.3 B3ARHBHFHI

TEd LWL 4F B Bk B 22 ik 4 2 1

B3AR 7E.Ux ML BN W VE HT . B3AR B w1 i it
0 f) NADPH % £k il 9a 42 .0 Dy RE B A5, 9 200 AL
AL JE T AL ORI ZF A, 1 B3AR X AR
PPYEH FZIH T —E AL A G 1 (nitric oxide syn-
thase, NOS) ¥ ¥LTE > . FEEL%E PH ', NOS D fig
B A T 30— E L E A R ERRAIC, B3AR UG
AL — A AL A AR B I35 98 sGC/eGMP
15530 % , ] PASMCs M9 78 W45 , F#AK PAP, 2
Y SR [ B € 1Y 5 € S SRIINE L R /N
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JiE 1 b AR S AN R A D R AT BB PH AR
AN, ECPH & A I BOR ML 58 241 [R], P
18 Y] 20 2 B A AR 59 4iE B3AR 7E PH Y
YEM .
3.4 PEREREENFIF

AH LG T2 A 48 R G0, 38 A 28 R G ) )
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O35 0 S5 A AN D RE X 24 50 LD it
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SRS JR I T S S5, R R e ) )2
7E PH &35 h R 48R IR A 17 i — 2 e IR i 5w
HESE

4 PH /53 RAAS B8 HL&1

De Man 25" i 38 PH % 4 5 RAAS 16 P4
T, 3 AR A 5 i 1l A E A e R N L % 1)
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¥ o g —TAIF 5 A, 22 B U0 2 T i 46 00 3H R A% 10 )
A B S 0 PHE RS FE— T/ A
Il RAFFE H, 5 44 PH B8 22 32 1 ke S 8 40
ACE2 J5 A B PVR T [, o far th 5ok, B I
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5 PHRIMEZERYST

5.1 MEhBkEHEZE

7 183 i 2 Jok ) R A A 28 SCTE A ANS T B
FE PH 9 B A= B /4 R BELIT G 3 Jik 22 gk 22
HE R 1 Jili 30 ik 25 # 28 (pulmonary artery denerva-
tion, PADN) AN PH B3R Y7 $2 it 1 —Fha 479
P, A SO VRETE AR DA I A PR B il A A 2R 1
10 T 5 T LA s, S S50 i A £ 4% 1 A S 42
HER A T B ol s A ATk . 5 AT T Al
i s Jok JE] L 4 25 AH EE , 28 6 PADN ] DLFE ELAR T
56 4 WA Hi ) I il s Jok ) R 1 28 ot 28, DTG 52
BRI ) Jik 1 5 4 25 B 28 SRS, A RIS & B2
PADN #1014 08175 5 1) PH KBRS 30 ok A A 0
FEM,UEE MRS, i , TROPHY-1 /5%
H 7 P I PR P 2 T 23 45 %t A Il A 5k
UG TCAL Y PH B F 4T T PADNYRYT , 7E R 1T
P& 2 RS RN ) 124 3P4 19 20 1) 2 b, A A
167 61 H J5 PVR W EFEAIL, MWD B 25 5 35 1
e Be Ak A B AR A T A 04 S TR A
PH & ', PADN 42 5 T BL 3 R 3542 shifit i 1%
Ik T PVR™, X b4E B PADN A DL g 2 i
1z BN AL Y
52 BIHlkEHEZE

"5 2= 1 28 (renal denervation, RDN) A § 7EfH
W% A% H B S T 22 S T 9 B I 9
K 2R TSR 2R AR, A B0 o e 22
W RS MAYEFT , RDN © g v Bl T CHF .0 3 B
Bl MEIA P I S A O L R AR YT, IR
157 BRI, Da Silva 2565776 2 Fi8 4 PH
S B R AIF Y P 35 4T RDN RYAYT L & B RDN fE
%8/ PVR LA K i i 48 F ), kst A 0 3 B )R A
YAk, HAN, EE A A S 1) PH KBRS AL
PEATAMEE RDN AR J5 % B RDN fE 0% [ AR pf 2238
RGN SR A A O =AY, IF HakcE A
T2 M98 8 ZBUIEZE RDN R & 80 kA 25
VRIS . X 25 B SR RDN AR XS PH BV 7
#a Ak, 3 H RDN ARG A7 88 37 25 8K, (0 H Ak
RAEPH HE P RDN K, i85 Bk — 4 T
I RAIF 2 32647 BIE
53 LRMZTIEN REEHE R

i A R BN P o F A ZE M PH B RS R

IR, S TR 2257 T il R S g PO oAk S ek 2 T
AL T LA AN . Zhao S5 5T K B A0 A Sk A
2% 1 F# Wi (transection of the cervical sympathetic
trunk, TCST) I & 3 8k 75 T /9 PH K BF- 2
PAP FIAT 02 Wi s, BAIR I A8 BEJRE 2, 14 A0
AR S SR T AR B AL o A, SiEh
JVk 5 1 77 18%5% 75 J 34 (carotid baroreceptor stimula-
tion, CBS) i 41 i) S Jeph 22 16 M 42 ik 40 PHL R
S SRIINE K =R AR G4 R4 C AN NI 2 8
M AT 0 2 A O I RE™

5 i 55T 1 BH R S A L, A 2
ﬁ”fﬁ((vagal nerve stimulation, VNS) &5 T 254 v
HoAt 25 FAE X PH Y5200 . 76 XT Sugen5416 X
A BRAET T  PH R ORI FL VNS 5 A2 81 1
LRI V-A7 P35 PAP PVR A BNP /K F R, .0
B RN [ B B A e ot AR T 2 i TR
W, B IL-1B L IL-6. MCP-1 %5 & JiE [N+ 1) %
KM XL 3 3 R W] VNS Sl A R [
LA T ) 98 S5 AH SCATL i A Bl il 1t A5 E AL
AL IIRE

S PH A 23R 97 A7 R 14 AT = 1 &L
R, T AT JL T T Y SRy PR« DTE R 28 Jep
21 [R) IS, AN A ik A 5 | R 1 A S 28 B HAth 4R
LU s @3B B 05 A 8 8 e — B ] 2
JE RS, S BT R AR S EME LA A
A RETT L HHFAR ; @OPH M 2 F ARG KH 4
JEAE S YR BE INRE A K T T R, T PH
KA 2 AR Z B RO BE S R B T T A
() PH 2R B AG TR R ME ™ > (Rl , 76 PH Y #l
ST ARIGTTHE) I B R Z 11, 346 75 2R AR
FRD I PR T30 Dk B0 e T 1k 18 22 A PR AL 28

6 EE

ARSCLER T PHH A X ML R RGN 2
Yy Fnpp 2 F-ARIGTT X 2357 7 R ARAE PH
HUAS T B BEE i s , (ELAR G — 3 4 S 56 A PR
HEHE 32 %5k A #5405 PH B9 3h P08 L F /N 43 PH
BE R R AT —E I, YR
Z RO, S ECRR YL B )2 RO s A TR
11 PADN .RDN . VNS . TCST . CBS 2545 AR £ £ 74
RS PR _ R B gk i PR B2 I 45 N L (R
IRYT R AR AR AR TG 2 A R 32 1
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