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Research progress of sympathetic nervous system in the development of vascular diseases
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[ ABSTRACT ] Sympathetic nervous system is involved in the regulation of normal physiological function of blood
vessels, which plays a vital role in maintaining vascular homeostasis.  However, pathological changes in sympathetic nerv-
ous system could affect vascular tone and reactivity leading to vascular diseases such as hypertension, atherosclerosis and
pulmonary hypertension.  This review summarizes the role of sympathetic nervous system in the development of vascular

diseases.
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Figure 1. The formation of artery innervation
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Figure 2. Schematic of norepinephrine signaling in arteries
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Figure 3. Schematic of ATP signaling in arteries
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Figure 4. Schematic of neuropeptide Y signaling in arteries
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fiti 8l Bk 7 H& ( pulmonary artery hypertension,
PAH) [ o5 2 0 A7 i ol 785 26 4 - 22 il 8 ok e
T3 A BE RS T i, 5 R A 0 & AR K T RE
BRI S HOET ., il 4 58 B b 48 | I A8 K
P2 IR BT b 28 T A L, 3 B 4 B i o
B R R ARSI A R Ty, W IR R AR 4
5 it 2 Jok AR 30T i AT B 1) R T IR A2 RO . fbF
JERAZ AN B K U3 AR B AR AR B, 34 fin 52
JE 22 IO A A K, VR 2 AR (andE
B R BE AR R AR BE A BT BK L AR R 2
) 25 T A IR 28 0 Rl 52 8% 46 06) fitd i A8 1)
P SR E AT DI REIE A T S Y

Il RAIF T UE SE PAH £ 35 A A 28 4T, 1 2%
NE BT, IF H S50 RS G A A 26 9T
KBS NE FNPY 43 51 il 34 i 20 Jik - e L %)
ol B DRRESZARR Y1 240K BE o i C FIBkm
fiti 2B AR A5G S NFAT [ 20 Jf k% 26 457 LA S 20
JLFE 012 1 DL B 5, F5c 20 40 it 398 4 2 38 R I, A
FLFLEAl, SRS BRE AN S, LLsh, B C 1
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WAL T DA 28 R 2 AR T U R 1k PKD (B
fizft ERK R 1L p38 {5 53 , i 55 1l h k1 1
JULZIE 358 5 T A% 2 DDA 561 L Bt S B4 5T 1
T NE 35309 i sl ok ILZE L ( pulmonary ar-
tery smooth muscle cells, PASMC ) 345 i) 32 A4V 7Y Sy
ol A EARZEZIR, NE @i ol A F EREZE L
VATV JUL 200 M 4 B 40 A B R A A R
Cyclin A Fl Cyclin E (235, 400 . GO/G1 ik
JEE] G2/M+S ], 350 TR IE AL, [WRE NE 38
TR Ak 55 T R R R R 1T S 3
[Ca™ Ji #4hns | E A sg @'

PR RN o/B B IR ER Z RS DUR B2 K /R
H AT DL O T H 0 28 5 A AT T 2 ) 7K P Rk
AR e, DT 8 2% B E S 5% ( monocrotal -
ine, MCT) 75 3 19 K U 20 ok o F i) g Je o), g
il R IAR BE M T R 3 AR 32 PR B R I 4k
IGTT AT LA L B B MCT 559 PAH A8 1)
FOEE R, I MCT KB AR,k
Y y& L TCR-B1 L5 4R 2K A F SMAD2/3 |
p38 \MMP-2 il MMP-3 i % 3 /b 25 Wy 6 7 K BRUZE
W RN fieka o | N (= S A 1 0 O 1 2 R

S DL R IR R i A2 PR B 77U X PAHL AR
HRIRE A 45 1 SR, IR LA A VF 2 B Xt
PAH 2590367 JC RN, BEAE S5 1 TS 4 2%, nT R
2 FH T G 400 i i A R T B, R B A IR e T
PAH A Bl b i J AR, 25 50 S 42 7E PAH
BT TR R WA R T IR, 7ER A PAH
BRI AF 5T & BB 2 A 48 T 0 I I 9 2 2%
Bl A2 i 10 A A DO LR i Ak E B T s
ZARIGIT PAH YT 4y F K L, B o ap
ZAL T AR A S5 Tk 2R T 1 RS2 ARTE i 3 Jik 2H 4
3235, PAH REGFATE 2023000 IESE T FAR
Xof it Lo I ZH 0055 B2 1R AT 25 5 W), O FLZE B0 &
JR R P R AT R B AR T S AN T
T PR AZ R 2215 B ( sympathetic ganglion block ,
SGB) XF PAH JAY7 BIVE . W) PAH KB ZC Ml 51 1
PR HSRBRZ P IR R K 14 K, SGB B SRR T
O E S A0 MR bR R, X Fh ek
3 50 B — A AL R A RO 2R S R e AR A
X%, FEN cGMP Nl 2% WA FR K F TR, B,
SGB 3 3= 1k S i 48 A 40 150 A Tl 1% 4 70 628 AR ity 2 21
HA TR R R SR 2R, A R A R i ks
RIS F; SGB AE S — B i 7 916 9T PAH 1198
Tk

TE RO IERS R 2 R SD K BUREA

RS, Bt 3l Ik 321 0 3 2 J& 11 A% g ol R 45 4 41 27
FFAE R B 3 SR 22, 22 BRIl sl bk 3= 1 o A
Rl %) A2 I pil 22 1) il 20 Bk 25 #f 28 ( pulmonary artery
denervation , PADN) 2 HP-F- 34 i 20 Jok i 324K, il 30 ik
MALEEBE D, A OoEDRekE, FERM
PADN 2398 4% Jiifi 2y Jok & ¥ 7] G /2 K0 1L 3% NE Fi
NPY 7KF-9a /b, il 2l Jok~F- o LA A b Y ol B R
RZEM Y1 ZR BRI T M, W06 T PLC/
PP2B il ERK/p38 iX 46 i £ 3 R Z K 1) 15 %5 8
B2 AR PADN AT L3 sk 40 ) 5 SR 2 38 R il
P14 Ak TR A Dk 555 1 3 Ok v s ) JRg . SR, it 3
ik 24 22 S e 75 A i I A R e A S, R R
LA X A O I I3 B 2 TR N AT
X R RE (S kL, 8 S H 25 o AR il Bl kA LA
BB A L5 e H TR IR BF I 4> Bk = &
PRGNS IR, S 220 75 22 )1z W5 25 ik B it 3 fik
AR MR, IR H ARG R LA R Z 0
FHARHBEA 1 BOEE S0 HE

3 H#HiEERE

SCIEM 2 2R GE DI RE B B 5 R AL | B0 ok R
B AR L R 3 Ik vt e 25 952 9 B) 2 5 JR A DITARL G
SRR 2 ) A 0 0 LA S SR 28 3k O ) R
Z 5 HZ AR AL W AEAR KRR B L s 6 1 A8k
PRI A E R LA B AN R TIU , A1 ik P e 2 500 B 1
T B 553 BB BT A2 S b 25 2R S 1) 1 14 X 3 L
HARZIIGTT E X, RE MR R G MLE
MBI A 2 A Ji i 9/ T AL ] 1) BIF 5 A B T
VA VF2 IR R B AT IR A MBIR ST, 5 T 50K
M2 Z PR A DR, e ik H AT G
I B2 B A AR S Jay v A 4L 1] 1 DL B RE A T B3R )
TR ARG R A A B N? R 1l R 158
SRR TR M S O A RO T, A TS
S 2 D) BE B BIF T s 2% 3 o ) R TCAE A
MRZETH R A BT, 2 A S I 2 1) J5CEE R 23 A1 Y 2
WS SRR Ry SR 48 RGO 2
SRR L A I K AR TG AR AR 75 20 58
TP R GE = A FLIR RS A7 B 3K 28 [R] AU fiff 225
LR HE S 52 JEm 22 5 1 A PR 5% &R B F 5T A
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