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Progress in the study of the cardiovascular and cerebrovascular protective effects of the estrogen receptor
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[ Abstract ] Cardiovascular and cerebrovascular diseases are the most important causes of death in postmenopausal women.

Cardiovascular and cerebrovascular diseases caused by the decline of estrogen levels in postmenopausal women have brought great

challenges to society. In recent years, estrogen receptor has been widely concerned as a potential target for the prevention and

treatment of cardiovascular and cerebrovascular diseases in menopausal women. This article summarized the research progress of

estrogen receptor at home and abroad in recent years,and explored the protective mechanism of estrogen receptor activation on

cardiovascular and cerebrovascular, further deepen the understanding of estrogen receptor, so as to help realize the health

management of women’s whole life cycle.
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ERa 8% i i 56 R 2l bk ok 4 68 16 1% .0 IE 9% (coronary
atherosclerotic heart disease, CHD).O>IIHEIK & . M
WEREMT ERa, AT L 22 Fh ok 42 AR L v AR [ s
KAV BEAIR VSMCs 193 58, 5 5 148 P4 52 40 B 1 A
Ll | W1 =R A=W e = T | B Al | A= A S G
R DT 2 HE AT Bl Ik o R A 1 R A B ks
FERE A %) & A= AR 32 L 3 600 i I 48 ) AR AR

ERa 1 A I 7 A 1 FJE JE P A (2ot Ak P 2l
CP2 VD) R0 1 3E 2456k 00 JUE Bk il 453 05 B A £ 0 4
ERo B85 A0 %) 0 JIE s if 853 45 A £ 47 4E S i
ERc 118 3 35 40 %50 JE S 1 453 493 J0) e PR 47 AR Y . AR
HE AL ERa DIAREENT7 30, il i MAPK #8191
PP BE eNOS., A5 MR 0T 1048 P B 40 i 10 PR
H—E AL A (nitric oxide, NO) BERRON » 23 1145 T
RE » /0 I PN B 0 T P 40 o, T s o A 8 ok ks
AR FE . R 2 )5 Lotk b, B IRMECR BA 4t
RS S P B AR P I A T K R T AR B BT Sl Ik ok
FEREALAE Y AT BRI T ERe A IH 4

Y 28 J5 Lo VERY 40 I A W & ERa RIA T R 5 3
THEZ KR B . AR A SRS R R MR
i B ERe B9 RIE U550 N B A0 A A Ok
Yol 2> 98 iE RN T 5 DT B 2 ik o AR A Ak

A BIESE K B AR H R MEPE /N B 7E AR ERo B
PRI EE /N B O LI 28 5 2 B 455 L #2781 ERa
Xt WUER 47 By T B0, e 25 B LK B R A7 4k Py
FEAR I ERo AT LAY 5 Ml 2R X e If 4 98 VS Y 0
M= A AR E Y AR R MR
PR UER AP AT AR M ER o 3080 0] P9 56 it
Wk = (propyl pyrazole triol, PPTORLI | B 563k
I8 1) EPCs nl =8 81580 UL, £ oF 1 487 AR B, 76 Mk

96

£ U0 8 — .0 JLAE FE (ovariectomized-myocardial in-
farction, OVX-MD) /v BB B v, Ml 380 3% 38 2o 3 7%
EPCs, Fl 30 JIUFEA Rl 8 A= A o538 40 A0 AL il
O BETIRE  FER VSMCs 854k eIk 3l ik 5 5K 0 L2
JiL T 24 Ak R0 0 WUASE BB J5 1 B8 T2 3, & 48 560 1t 8 11
TRAPEIY . ERa B T REME A5 EPCs X MEI R 1Y 2
PEPEIERS o 2 55 1008 R 286 AT AR DR 2 S50 1 ) 3 i
A R S ERa 8 1T 100 DL A0 M B9 77 355 fiE
NAT 0% AR E X H A A R 4E T 9 ER-o/apelin
5 AL Sl AR & AT 0 %I ER-aapelin () 23Ky
BRI, MEWC R AT AR #IR B A E B R Bk
(ovariectomy apolipoprotein E-/-, OVX ApoE-/-) /]y i
HT T 05U B9 ST 5 A P T 7 A 4 58 1 4 JB X 1L A
DAL RZ A A8 40 I o0 0 U S 8l ok 4 B O T, 6 T e
8 2 415 T R B BB AE 5 A S [) L > i 0 R (homo-
cysteine, Hey) 5 5 Al 3 W A JBF &% Bk 9 Bz 48 o
(human umbilical vein endothelial cells, HUVECs)
N [ A BE G 45040 T 98 R X 4 05 9 HUVECs (197
PR CRAPE T OF R L P 7217, ERo 19 3R K38
T FRAR ROS A 1 (9 25 17K P40 o) 240 e o =0 90
BRAME P ROS By 7= 24, o038 B AL AL, I B 1k 2
AL & CHL O, BN 3 30 Bk B 4l i % 5% S
A ¥ kB(nuclear factor-kappa B, NF-«B) [ # 7 , ik
FWGE NI REE .

MEBLZE X ERo 19 2 M AT 5 % ERa 7% 07 5
PISK A #k , 3 5 20 eNOS A 3G . I i & 35 X i
M R PR E R . S s v 28 sh AL, A2 ERa
6K i 2R Gk B D

2.2 ERB X0 b I & MR 37 4E

ERB =2 B3 2o 3 PR 5 S o 4, a0 4 0E - 1
B I VSMCs 11 451 175 K 40 i 458 493 J 1) 38 3 =
L, PR AR T 22 0 NO B IG BRf F 7 T 458405 1 &
Az MR DR T 0 I I A AR AP

ERB 8 DL 3 48 %0 il 1t A8 7= A= G4 4 H
DERP Ky 18 0 #OE 68 42 1 i PISK/ Akt il #% 19 %
WL NO B4 QERR 5 S 5 1M 45 5K 44 i A
K H [eNOS Hl 3 & & M 2 (cyclooxygenase-2,
COX-2) Jiy B3, IFF 42 2 FAE 21 4k A6 3 X A% 7
O ERB 417 eNOS B 1L A4 RhoA #H ¢ il

(rho-associated coiled-coil containing kinase protein,



%35 55 2
2024 4F 2 H

W a4 AT

Chinese Journal of Woman and Child Health Research

Vol. 35 No. 2
Feb. 2024

ROCK) £ i# NO 774 ; @ ERB il i eNOS 3
I B S— WAl F 4k (S-nitrosothiol , SNO) , 2 3 NO
77 @ ERB AT 410 1 il 4 45843 5 1 VSMCs 3 5
SR

ERP Y31 8 9 0 BOHT 1048 A= 150 30 1 5 4 | ek
520 WUEF 4 Ak A A7 o0 % 1 BB K, ml ik &2 7™ 50 fili 2 ik
o R R AT O 2 S5 A R e AR . ERB TE I P R 4
M N VSMCs H 33k s ERB A % ok 35 .0 BE T ik L sk 2>
LFYEAb L RE | I I AR AT O E IR R . 5 ERa
FEAAET U A L, ERB B A7 78 T .0 WL4H M 69
20 M A% R0 3 L X AR % ERB A S 890 B A 4 1 T
AIREAORE TR AL DY . HSOENEREREZN
ERa A[A]L ERB ¥15) /3 760 B 8. A R 58 & 3R
R Y DO LR 3 VR 7T DA A 52 M ERa B30
) PPT 4L, {H AN BE B 4 5 M ERB Wah i) 2,3 — 3
(4 — B FFEFO G (diarylpropionitrile , DPN) £ 411,
XA R ERB Ay 2 M B0 AT Re xF0 LA B fR 4P 1
ML T ERB RESE s AR D5 8 AR 5, 3 NO
FEAE L L R B PISK/ Akt 18 B 4 3835 . BT LA B R
ERP Y PE /N B L A R bR ERB A X B8 41 P /N iR A
T 22 (Il PR R R R AR S . 5 ERe 19 20
PO BE X 1M A8 77 AR DR 3P A T AS [ o 98 3% 3 ot 48
PEWE ERPB, 8 25 519 55 8 /)N BLC JILAE B 1Y 1 AR AR
N A VR S8 12 PR VS ERB O Bk il
B BRI E T, BT ERP 18 B BE 4% X 0 77
AR EH  Torga 551 & 81, ERB #3557 DPN BEfS
3B o SR 9RO O ot A A A ) £ A Ak RN R A2 I 3
T2 SHOCE /N0 T e . ERB B A 5 04 5K )
P A C 3 11 (eNOS Il COX-2) By F 3k, IF F AL
RAGELFHE A SR . B ERa A1 ERB i 12
eNOS W 2 4k F#0 # ROCK 4 3% 7 42 # NO fy =
A B SNO AR L LI EEH E LK ERB
il 1L eNOS #Jin 7 & 1 SNO™' . W 2 4 il ERB
(14 3¢ 35 T ok 5 PR E VR R B R NO Y BRI, Wk 5 0 L
FEBE AL A 4050 . SR FHME 3 R R M ERB
B30 DPN X I Gl i #5978 453 0536 97 2 J8 L AT LA
TG SNO S0 BECR 3P 4E L i 22 1 SNO B3
TG F ERB Y 3406 Br = AR 0 WE AR 4 4 ¥ AT B %
eNOS #1117 BELET » 33 $2 75 4 30 (R 1) 19 e 33 3R 2
7% T 55 R ERB A NO {5 Sk 4840 e,

ERB RS AR U i 4 28 70 19 7736 N4 fk . A 7E T

AR 1 ERB 2 5405 T MEBCER X i il 8 9 2 2
JEL A PR NO B R0 . S e SR R A Tl i xR
(polymerase chain reaction, RT-PCR) 4> #7 i 7% , ££
TE T 20 0B 2% T 1) ERP A 5 0 980 3% T i ol 5 B g P
FRALONE o A BV B Y IR 3R B AR 08 A I M Bl Ik i g
DAL B2 400 L 70 B0 22 BRI N O 33 Fof 2 ] 2 52 590 4 4
HPER .

ERB 7 VSMCs 1y 40 A 5 f . M 33 = X
VSMCs PRI £ 2 it ERB A1), kR
PE BRI B R Z 51 % VSMCs 451 , 1] M€ 5] ERB
Fik LY 40 £5 .10 ERa IR FEA NS, 45 T M ¥4
)5, VSMCs my3 58 32 2 90 , 3X v BE 5 ERB /v &
WM R X VSMCs 3850 iy M dil /e A 6. AR AR
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density lipoprotein cholesterol, LDL-C) I 48 % #5 73
YK Th s X NO SR BEAR . b 3 3% 0 FE 58
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2R A 1 7 1k 3 P FL (mPTP) (9 7 s © GPER 3 i
G HH—cAMP—E H M A (PKA) &7k & # 1
JH; ©GPER #gf% i@ & M i Toll #£ 52 4K 4 (Toll-like
receptor 4, TLR4) 415 1 /1N 53 41 M 58 S5 Sk Jall % dik
M PE 15 s OGPER #Y30E T B 1E NF-«B (9 %1k,
I 20 AH G X F Y 77 A2 s @ GPER /9 30 AT DA
00 4o U 1 A L O JUE ) BB RO JUL A B AT 4 T
Wk /D 45 4k 4k s @ GPER B0 A~ 37 B 1 5 0 = L0
JiL B BR 3R BE A2 AR I 3R R A AE R OCIG ; WGPER
4385 3% T B S ] cycelin, cyelin B1 F1 40 i 5 19 7%
A 14 384 B (cyclin-dependent kinase 1, CDK1) 3%
I il 3 2T 24 40 B i 14 5

GPEE 8% 805 U0 U1 BE 19 Wk & I B AR Bl 27 4t 40
LA VSMCs 3455, GPER 4 53 Wi i % 00 0 I 45
7oA RO 25 0 L 0 150 sl ko AR BE Ak AN R i
JESE D GPER B0 th w3 2 1F w5 OVX-MI
K LDL-C Z & Rk K FEAL LDL-C, iX Al f8 /2 i
i U PCSK9 sL L, FEfE % &4+ F . GPER 1y
I B A% AT ) PN 200 v i A A T A R Y A
Y. GPER W 3006 BE 9% 38 i ¥ 0% PISK/ERK {7
S A AP /N B mP TP i, DT B3 O T fik
WD WA /DN B A B0 SE 1, 7E 3 o I i 98 3R A2 A
(ESR1-/-,ESR2-/-¢, GPER-/-) i /N A A ofr, 1
GPER-/- K F I H M EFE S O ER X 5
O WE T BE A BE T B RN 4Rk R 45 B T R A A O L R UR
i GSK-3B i i% PISK/MEK/ERK il }% 7] i & A
R HIVER . Wang SV BIFSE K B, AR B TR
B 55 ME B ER 2 K 5 0 WE A, GPER 6= AT i
AACN B S O IEE A . A 9 B, GPER A DA
Wk D0 L4 M 2R 2 AR, o 0 LT 9k T BERT
GPER #3h ] G-1 B8 [ A% i 14 /1 B PR 5 9 B i
RS TR0 i i KUY . R GPER %
) G-1 3697 Al LAk .0 2 g RO LA B e 46 0
WAL, O, GPER 8.0 IER e I S50 %
UL B B b R R AR A2 IR Y 3R Gk RT BE AF AE S
P

GPER R f% 14 I i S (%) A4 28 0 % 3 OF O 4
2, WEME N TR R EH S GPER IG5
F R #hf) PISK/MEK/ERK 4 1% . GSK-3p 4 2% I
M mPTP A IR A ¢, MM R TE 2 Fdd irp,
52 & GPER 454, W00 G 28 1 8 196 % .
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HATIN A .G 8 B K 32 4K 79 36 A T DU o 73 7
KNG, —MrEdEEd Ca BEEAN T EE
HAONE 3 Ca®" # 3z FVBE G 6 WL 19 & 1, JR T
Ca”" MRMBPE G & 42 5 ) — Fh 7 X002 M 3R
i 5 AZ K GPER-1 AHEAEH] i cAMP /KF-Ft 5 s
W G HHEH — cAMP-PKA &k X /EH. Evans
LD B ) FE ph e T 0 LA, GPER &
J& 3l o-Sre AR H FRFMLREE , T2 cAMP ZKF- 19 5
FIEAF 3% MAPK , PI3SK/Akt I cAMP % i JC 1 25
44 H (eyclic AMP response binding protein, CREB)
IH P BB . TR B B 4 ML b, GPER 1Y A S
i 3 G B IE B C(phospholipase C,PLC) & 4% Fl4H
LS A T i AE AR TR G ME R 5 GPER
L5E )5 . Pl H #8068 o 0% MEK1/2/ERKL/2 & 42
g B C(protein kinase C,PKC) By 5447 , A
M3 GSK-33 B#EfRfk . mPTP FF 5z 3 GSK-38
F I 1, GSK-38 ¥ i 5 mPTP ) HF i ¢ & %
YIMO T mP TP {4 I il 37 il 1l 70 v )5 40 i 2 T
AL R R AR, MR S GPER
G546 J5 AT e i R T AR AT R G S AL R T 7 AR b 2
T4 VEM . GPER 7E 5 22 18 25 rp B 5 KT R AR
™). Zhang 557 WY WA B GPER fg 1% 38 1o 41
il TLRA A5 14 /1N I J5T 20 B 4% RE A okl 8 ke o, 4 45
Yo /N0 B GPER @it il TLR4 A $ /)
/0N RS BT AR B AR R K R 2wl & AR B 4R . GPER
B PLTG G2 M 1 /0N IS 5T 40 B 0% 80 L BE AR T Thal AN
TLR4 1 #35 & TLR4 mRNA /K F; GPER fE
T 58 2k 4 M 4 W /Y 2 BT 4 R B B (matrix
metalloproteinases, MMPs) i 4, MMPs 41 & #)
Rl P R 87 N 7 1 Y R S RIS S 5 7 N
GPER ¥ ¥ 7% R % 0 ] NF-«B 9 3% £, B 1k
NF-«B 193 35 . i 25 400 i) 5 58 AH OC A 519 7 A=, AT
PR E R

SEREERE

PR 2 S 0 T LA 9 9 RO SR Rt A B
T ME R A R Z A L O I LA R K R v ) o B
P, MEBCER S 3 FhHER R 2R R AE A WO HE DK
RAZR AT TRUE NO B A R, 92 I 45 40 i Y 35
B o 38 B 5 AP T A B R T 0 i 5 B kO AL
208 60 I A P B AR B IR B L R 0 M I A Y R A
YEF o e 0 HE 0 3 32 1A 08 15 500, AT B Sy T B 5
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BT Y828 S P T I A8 1Y) 245 ) R B A5 (]
F 4 4 B E IR JF (menopause hormone therapy.,
MHT) 5. il i 58 92 95 19 5 22 52 1L 57 09 3k 48 , 78 35
BTSRRI, S2B MHT F) 25 e KAk .
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