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Research progress on the mechanism of male androgens affecting
vascular endothelial cells*

Zou He-de, Chen Wen-kang, Zhao Jia-you
(Graduate School of China Academy of Chinese Medical Sciences, Beijing 100700, China)

Abstract: Androgens is the most important substance determining male characteristics in the body, and its
physiological effects span all stages of male life. Endothelial cell damage is involved in the occurrence and
development of various chronic diseases such as cardiovascular diseases and male reproductive disorders. Androgens
mainly affects endothelial cell function by binding to the androgen receptor, and can also be converted to estrogen to
exert partial effects. Its main pathways include regulating inflammation, oxidative stress, cell proliferation, apoptosis
and migration, and lipid metabolism. Physiological levels of androgens have a protective effect, while abnormal
levels may have damaging effects. This article reviews the role and mechanisms of androgens in regulating
endothelial cell function, aiming to provide references for the prevention and treatment of related diseases.
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V2 M B0 Vs 1 208 B 7 BL % B
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1 FATRERM

RAE JE B VECs 32 451 #Y 5 2 20 it #1735~ AL
Z 0 MR ARV BEAR AT 51 e S RE SN, &b FE M
AR B e A SN, I /D VECs #5147 . FREEMAN
SEIETE R, AR R RO BURT L, & A 2 A
PE IR BRI 1 248 LA 3R (Interleukin, L) 52 1 20 i
F(IL-2 . IL-6 IL-10  IL-12 F1 TL-13) KL 40 g - 5 1
20 B A I RN T TR ER -y K TR #b FEHERL
FJE RAEH F KV TR, —Iln RO 7R IR R, 2
i 16 97 B AT BT R AT, W] AR T RE R 55 1 L 3
i 922 35 3E [ T — o (tumor necrosis factor o, TNF—a ) Fll
IL-1B 7KF, $ @ HT 2 I 1L-10 P M1 4 i
B FRWE R, MEFCR BRI TNF-o B IR 2 HH15 5
B Il & 40 BE ZG FfE 4> F 1 (vascular cell adhesion
molecule—1, VCAM-1) . 40 M [ % B 73 T 1
(intercellular adhesion molecule—1, ICAM-1) . 4f i
T 5B F[IL-6  FA A% 40 Ml 1k 4 1 1 (monocyte
chemoattractant protein 1, MCP-1) . TNF i 4l fifd — 5 W
20 Jif 4R 5 ORI ERL AL DL R 40 i 43 A Bt s CD4O
Toll ¥ 5Z 4 4 (toll-like receptor 4, TLR-4) . £} 1% il )R
WS Py A ) 1R A T 2 1 s SRR, I B
B A F kB (nuclear factor kB, NF-«B) i i/ 5 1 &
i SN, 25 ] I I ACHE R 52 AR RS BUR) LR B i B
FrI, HAGTRAE F 2 Bt ik 3 B R Re
il PN A0 B 5 A B, HL Pl B ROR A2 AR 5 (H B
W) 2 SEUOIIE 5T s, A BV R SR AR A% [ AIK  H 2
il MCP-1 25 P AIHE (5] A 2 3%, A D 4 1 T ) 751
Je WA FH s 55, T 0 7 1 T RE K 2 IR A A S E —
M, R W S2IR 7E VECs PN AL AT 5% 1k o R & #5 1E
Mo ABAWATFE R, A FEMERCR W T REHI 5 VECs
e, R BESESE SRA 7 G T RE 5 N K 4 R U5
PV gy 2R AR MO A OC Y 2 4R 50l B
A e

2 ETEMNRE

FALI S 5400 VEGS"™ Y, —RIE ST, 40
i PR SR A RS R DR AR AR G 1 A, A T I A
0B N Z AR, R A AR S R Y TR PR (reactive
oxygen species, ROS) & Z2 18 BE U I BRI, 45 | 2 248
M AT SRR A R AN A P A —,
[ 5L e R il — 5 ) 2 75 S R 1/ B3 2 R
i F Tl Parkin 25 8 U8 455, T AR EEAZ 450 A 2R AA , R
il ROS = Az, i /b A1 M 453 73 . {H 25 ROS 3 4 7 1
SO YIS I S A TR D LR e S AL
fE , = B4 A 0 45 B A8 T, AR 1k W e AL Tl
(superoxide dismutase, SOD ) J& 1A Py 8 ) i A AR
AE T B A 4 3 A9 ROS, 75 18 (maleic dialdehyde,
MDA ) /& 2 A1 i 17 R i S8 A AR = 2 —
TGRS B RS A R . BFSEER
B, R 98 3R e = /0 B 32 Bl Dk 2 2L/ SOD 7K F- B AIK
MDA 7K F-FH &, 5 S04 I 2R AR DNA 5347 , £ 7 e
PR AT T B 5| A B0 48 A 17 U PT  BOOR AR T RE
BE A0SO WE M MR ORBE R TOBH R BE R
(nicotinamide adenine dinucleotide phosphate, NADPH )
AL S ROS Y Y 2 2OR IR, MER KFFR IR 2
T 35 1% 1 p4Tphox . p67phox 1 gp—91phox W & & ik
VR ST IO TR 00 0 L D) e R 2 0 ) 25 0 AR
W B A0 L (VECs 7E B 22 2H U SE SR ) 4 T, T AP 78 52
i WY 36 5 A R I -1 - W R 52 AR 1/ 11 R B (protein
kinase B, Akt)/FOXO3a {5 i i , # fil ROS 72k , fx
PN B A I RE™ . i AL HL0, I 4R 1) VECs 25
Hay A2 T 200 i 2 R0 ) 200 i 1 B RE ), S T R 8
238 HO, 45105 T, (ELME B3R 52 M 465 0 5 T o o3 G
PRAP A R, 2 W52 a3 2o 2 28 S MESORR AR T
WE R B2 A R AT RO ™Y o IR R T S e
VR SRR PN Bz 40— S8 AL A5 TS (endothelial
nitric oxide synthase, eNOS) .SOD . 12 % fb. 1) il 1 %61k
i ISP EA W5 A R BRI A 32 P R 4
H & L0 IR S 52 R, 52 B a) P A BF 5T 4Rk
A, B A P R IR R 2 /N B PN R A A g
VECs ' NLRP3 44 /)M 7 /4 i F >F bk 2 2 25 11
BiE—1 IL-1B FIZARLA ROS /Y7 A=, 51 1l % &7 4 2
AE™ . B IR 45 & 55 3R 45 A AT 52 1K (nucleotide—
binding oligomerization domain-like receptors, NLRs) %

TG B 5% 2 55 0 g et A RN 5 E R Y B RN
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NLRP3 48 i /IMARAE Dy FEHLRY B, 0] RE Ay e 2F B
MR VECs 4505 /E A SO i o DA WF 9T sl
T R AR LA R ) A OV T R i
PRASEFH L T 50 A

g AT 5E%

T 38 2R T JH 15 VECs F1 P 2 #H 41 i (endothelial
progenitor cell, EPC) 3§58 5 Jd 1. I8 N A KA
F (vascular endothelial growth factor, VEGF ) J& — Ff i
A8 A= A -, T 5 N B A o 2 S5 B AT, A
40 9 TC o CAL AR R Y R W, Al
( Dihydrotestosterone, DHT) HE I N B2 40 e VEGF Fil
240 M R 3 A B R D ROk R BE VECs 345 . SR A
DHT RE 45 & — P [ 30 3R 32 R Bk ] 452 2 i 2 1
P W B TR UL B 3- 3§ (phosphatidyl inositol 3-
kinase, PI3K)/Akt/4i il 515 5 I 75 3 Wi Cextracellular
signal-regulated kinase, ERK ) il % , {1 #F 41 At 5] 3 2
[ Cyelin D1 2 35 A1 40 BB A0 ot A , B8 2 i
it S0 ME IR VT 45 G G AR RS IR MV R TR AZ AR, B TR
e Erk172, 1% A B4 Exk 172 HREAZ RS A, 2E T 12 1 e
P 4% p90 A% WE A S6 G , 12 JE 40 M 1S 5 . B
R 75 SFIF 7L R B, 02 ME R 7 T3 i Erk1/2 F1
C—Jun Z2 R AR S 800G 65, 900 o) P9 JBiE 1 L 38, O 4%
12 A B2 200 J6 496 G R PN B 20 L TR T . EPCs A2
PESZ AR VECs P4 J& N BB B AL 2 —1, A =
A3 EPCs #4% . FORESTA 25°HF 58 2 A, 15 fi B
AR, AR P R 3% P 1P it 2 R DR A6 5 1) P14
41 il ( progenitor cell, PC) 5 EPCs % & B i f# 1K , 52
i 2 AR I ) WY S B g R I S R UK P 5 A PR
PCs Fl EPCs %t , — Wil /R AF 5% W15 3] 1 28 Bl 45
R, EPCs )7 {Z R IR MEWCR 22 A4, 52 8 5 e R
AR R IENE AR HE PCs F1 EPCs #8458 B FIAERE
&2 Z N B, LIU SEPYRIF o2 25 B 5 Z AR A
DHT 41 T EPCs 1 3 58 15 P A G B 8 1, HonT REAIL
i DHT 3G PI3K/Ake {5 5 il . LAM 515 []
FEFR W, DHT il i VEGF K 32 14 Fl PI3K/Akt {5 5
i %, P2 IE EPCs B4 S AN AS 37 A o B R BEA 2E 1M
BN BT RS B S A2 RN Bz o S e i
e 3R 32 VR Rho AH G IR 2 342, 2 0 9 Bz 20 i
N9 H Rk, E— L HE S L3 8 20 4 -5 40 i ot
JEE7= AR 2R I R IR B 25 44y, 418 1 9 K i i A% AL

3

1652 A2 Ak 1 A P R (BT RSN LB E B A
B K SF- 1 52 T R A P R 4 B Y 1 BE S G BT
ERK & 2 P 42 38 5 5 5 7% 3 1 G 4 0 5 0 e
Rho/ROCK J& Ifil 45 £E b 55 2% 53 % , PI3K/Akt {55
i [ X R 4 0 A L R AR A B T
GHAREEEM, X = H TR DL LR R & #H R
BUBE B T B A s A0

4 T MAS AR5

T 3 3R AT o i A, B2 e VECs e . (IR

LV HEEER KPS 55 P P R ) i DR B AR HREAE I
FRBF WA MG 5, 47 D R UR 55 1 52 T
B AR YT, al oo o B AR, R B IE [ B Crotal
cholesterol, TC) . i % B JIg 7K 19 JH [ B5 (10W—density
lipoprotein cholesterol, LDL-C.) Fl 5 % & Jig 2 1 A 5]
[ (high—density lipoprotein cholesterol, HDL-C )™~
75— TUREE . 78 52 W AR I R] T iR HDL-C, H AR
o5 ERIJUIRATTEAFT , vl REJE T mh e b i %
[ ] 55 9 2 BUBE PRI , AR N K AL ARG B o &2
2, HDL-C HA TR A AN B 20 i £ 4 4
P, S22 AR 7 A o] 532 me G I 3 K P (A5 1 —
WIRTE . Vi W ST R Sh W 5 R, BEVOR
IKOP WA 5 S5CHE SR 1f 375 LDL-C .\ TC. TG F+ 75 , HDL-C
TRE AT RER A OE TR AL, R B T 2 )
1 3h ik N F 40 B, A2 il VECs HEF R0, #a 17 1
I 2R PR TR MRS R o X U M9 3R AT O T I
BACH PR 4 VECs . I i AU 5 7T R 3E 2o 410 B

WS BN A IR AR MR VECs 77 25 NO , B AR 4
BEL RS RO I A Y 5 AR A S e Al k2 U
T I A8 WAL AR 7 614 B R 1, e 28 368 J VECs T REZR
B, VECs 2 11 2% 1K B4 3R A AL % IR & H
SR -1, AT 1 2 45 B 4 P AR % T2 i 2 11 R R £
PRGN A B, BRI 05 9 B D RE™ . AL AR
J¥ 5 2 AT 1E VECs 635 ICAM-1 Fl VCAM-1, {2
o7 G 722 40 160 s B 994 495 10 A7 B , S ] 3 3 Rho/ROCK
E A0 ) P 2 eNOS/NO &A%, iy % B i 2 11 U LAY
HA S A 25 AR R4 R, R 5 1M R A a8 %
HAE VECs W rh B9V I R h 50, LU 4 Mo di 5
I RIZIT . MEAh , RUAMYOD U8 58 6 W1, it 84 3%
FIAVE R VECs 40 R RRECR A2 4K, e i 20 i/ &
AR HL 5 Ca™ W00 1Y KT HL IR, TH s B P Ca™ MR B2, JF
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