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[Abstract] With the gradual acceleration of China’s aging society, the incidence rate of various cardiovascular diseases is increasing,
including chronic heart failure , myocardial infarction, and hypertension, etc. There is still a lack of effective prevention measures. More
and more studies have found that the central nervous system has an inseparable interaction with the regulation of cardiovascular
physiological functions. Among them, neurons and various cytokines in the paraventricular nucleus (PVN) of the hypothalamus
participate in the regulation of cardiovascular activities, which is a key regulatory center for regulating cardiovascular activities. This
article aims to summarize and conclude the recent research progress on the role and mechanism of PVN in regulating cardiovascular
activity.

[Key words | hypothalamic paraventricular nucleus ; sympathetic nerves ; cardiac sympathetic afferent reflex ; cardiovascular activity

[J Nanjing Med Univ,2023,43(09):1313-1318]

i F OB B R BAR TR I RO IR IS P B0 S FR = h 2 4R g B % B R Uy, 24t
?EEE"J}\;&S,U%EJ\;&E’J 45% ., FKEBAOM  SAFEG R T UTE A T R AL
MR NECHE 242, BB N CUEERAR I, O /3 A B 0 IR BE | 3 i R0 e85 A8 P
m%ﬁ%ﬂ%%ﬁ(&ﬂmsﬁ TS A R I TS, N §%$?(paraventrlcular nucleus,
AR AR BFSETH (22KID180003) by b VIV PR REBLIA YRS B2 R i
B ik S B W R BE A B itk v miog BPFCIR, PYN AR ) SR | R I A0 L
(KD2022KYRCO005) 1) & AR R rh R B R AE Y PVN TR
SE{5HE (Corresponding author) , E-mail :yhancn@njmu.edu.cn Z PRl 2L s A R T, 2 5 0 s i 22



1314~ [ S N

A3 5 oM
202349 A

15 B, IEXRE O M A 3l Z FEREE - .
1 PVNHIBREIIE S 4%

RS = kA BE IR AR A 25, B A i LA
WLAZ SURT G- 11 0 B, 1) Jm A 2 7Lk AR T, 9
AT o VA K G5 il o3 T, I 0 e it s A5
FEAAHE . T ik AR N, AL 4 g, (A I EEE
R MR, POAH R R T A B A 34
(SR E El A O N LSS RSB A DR A P R
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2.1 Wk

SEYR A S BLER R PVN A% AT (4510 s [1]
B IF 5%, 15~40 pA, 20 Hz) il 3 1 h, S35 3 ik &
(mean arterial pressure, MAP) [} 13~29 mmHg, Jf:
H B 7 C-fos 2 126 15 b 3™, el 300 38 v ] st 9 %
PVN N 24~ HERMH £ T,
22 REAEFHAK

T 5 A% 2 AR R 1) PVN-ZE 55 3k iy
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BIVGI B K= . R ) 1 ) )11 WA SR 9 ¥
FE AR G U PR 338 TR I 4 i S A
Zeoup, BN PVN H 42 2 BR RE Al 28 T il 20 5
e L %) 2 e vh oA S AR I s DSt % 7 07k
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PRZT0(39.3% ) 405 , W5 35 P 2 40z T - s 5
P R A /N LR T B
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it FH N7 AAE A = GEAR R AE 5, PVN [ A8 BR Sy
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PVN H 1 K 200 it e 26 o0 i 28 AR R 38 2 Tl 1
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Bl L R
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v LA Y Bl Wy S5 b, AT DL I ) v s 1Y)
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CSAR {58,
42 MEFYEIRE 1~7 (angiotensin1-7, Ang1-7)
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3 RS B AT 35K PVN ) VI A2 44 R BRUFE B 3
AP BL S iR ALC 8 B AR SRR IE , P TR
U= OF YA EE 7 S N o [ e N = gl e
VP 73 WAt W S 30, S50 K BB T 38 “CIAEE
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Rk, AT ANMIRSE R TR B AR T A
B2 S /N B AR B, 51— ZR B SAE S,
filh %% R i 5% s TP NF-« B, i3 30 o 3K 48 K 1
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