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[ Abstract)

Endothelial nitric oxide synthetase ( eNOS) is the main source of nitric oxide,

cardiovascular system. As an important bioactive substance protecting the vascular wall,

Thrombotic diseases are a major threat to human health, ranking first in causes of death worldwide.

an important protective factor of the

eNOS participates in the

pathophysiological processes of thrombotic diseases such as acute coronary syndrome, atrial fibrillation, stroke, pulmonary

thromboembolism and deep vein thrombosis. This paper reviews the structure and physiological functions of eNOS, its

mechanisms, and research progress in thrombotic diseases.
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A BB A A 22KF . AR SCE L eNOS 45
FFIAE BEIRE , R 2 5 AR P 5 o ) AL o) AT 52
PEIRHATERR

1 eNOS BIZ5taFngF

ity N5 eNOS (BRI AL T 48 7 5 4L A 1K
7¢35-36 |, XF B i mRNA 4= KN 4345 bp, AU 45
26 AN T, 25 NAE T S 21 kb, BIPEJE AT
PRI 1203 DNEIERRE F Y R ARGE eNOS fF
FEFEIN Z2 8 VAL A, HRTR T 6894 T (hi T2 7 4b
W) .27 bp VNTR(BL T4 4 & T) 1 T786C
(ML F e shF X3 S 0LE MR £ eNOS
R U0 200 0 5 S 9 A T A, T BEAETE T i A AR
FRERBT /N M, eNOS AR by — ol 515 440 1 1, &
120 F KN4 R 134 x10° A9 ] B4 41 A
[ A, eNOS HUA DL — Ky 8 2k 1 H .
eNOS LA ELA WA~ I REAS [R] 14 45 44 3, 43 52
EAEALALERY N i ST Tl 45 F AN C i T 25
FI, BH4 | L-KG SRR AILZT 2R 245 4 S
N %, ¥ 2 IR % — ¥ H BR (flavin adenine
dinucleotide, FAD ) . ¥ & 8 # T B ( flavin
mononucleotide , FMN ) | 148 Ji 75 4K B Jiiz Jit W2 v — 4%
TR % 12 ( reduced nicotinamide adenine dinucleotide
phosphate , NADPH ) F145 3 £ F ( calmodulin, CaM )
A 0 3L C iRt eNOS 1 Bk F
IMLEER 25 A, %5 JCILLL R, eNOS i 43 L) 2 44
WA, N AT, MR E G M RIK
F T B A DU A ) B8 (tetrahydrobiopterin, BH4)
55 eNOS ZBRAKRGE G 1 Ry vl AE , T IE Ut E 1Y —
ik,

B2 E W, ARG R | eNOS 1 P32 H
PN TETAT B S PR . — A AR AR 2 H 2R -2
1) 2 5 e Ak A2 e 280 12 — 15/ DR 2018 - 26 1A%
WEAL, i eNOS JEAL T B/ INGT , 5 Bl R 1 b i 8
FHI/INVEE B 1 (CaveoliN-1, Cav—1) Z5&18 @ ot T
P CaM 455 L T 5658 2 MLZL WAL T | eNOS
e, eNOS 1955 —A 3 TR J2 10 30 Ji il 245 14
) C-AR ¥ A7 72 R 25 50 DA B R 741, X B S T
CaM 5 CaM Z5 & AMEE ST, eNOS AR AIHE
W B RIEPEZ S Ca® We BE A IRAE, AN Ca™
AR T, AT 5 S Ca®/CaM B AW IITE L, 12
PSS S ZRIKSS G IS Cav—1 BT, O
eNOS , FRZfff NO A= g i,

2 eNOS HIhgE

2.1 &Sk EFNHPH /R 3R &

eNOS 20> 1ML 48 T BE A R PN A2 2598 49 391, g d
b R] s Ve 5 R 25 1K B (soluble guanylate
eyclase ,sGC) F- 34 Jin >F- 1 L 41 M A (%) 34 85 12 &5 4F
(eyclic guanosine monophosphate ,cGMP ) R & 5K fir f7
KA . sGC 7E NO {55 S s il &
BAEH, B 5 TR R OCH, & NO ik — 2
PRI B eNOS 23 i 25 4 5 i /N A SR AR i AR
FNFLEIT 8], ELIfIA 59 0 ) Al eNOS BER 1L, fie i
NO R, A 2l i /MR R . Moore 55
IR SR 2 3 o o /N AR 1 R R
S-SR MU 5K A2 A B AN T RE BABLEH, I
INBCER BRI T BER 1k AR IR A, 38w LAB 1k
ML/ INRATT AR AR A PR 5 AR R T, 0 3 o7 P8 P I 9 722 1k
fi i A A R
2.2 NI B 40 R G A LB A E

FA% 40 Mk 1k 2 B ( monocyte chemoattractant
proteiN-1, MCP-1) J&—Ff R P4 M 5 1, 15 R AE [
PN EUAGAT G, LR K Az 4 E B4t s i AT feft
BT L W 20 L v P A 4 i R AR L 40 L R R O T
B BEFE R W], eNOS REREAR MCP-1 /9 3%35, JF
T ARG B2 T CD11/CD18 5 A K2 41
RIMEEEHIRE ST, W FI40H CD11/CDI8 BRIk,
SO0 A0 BB B A R NN 2 X
DA B 240 6L 140 R RS 8 DA Ay 2 s I o A el A kA= 1 B
IR RN eNOS W] A 15 B 3 ik ok A
REAMIER . LAk, eNOS i BT 15 B i A2 2 AE 40
JLR 7 FIAIE Bl ok o83 A B A PR 75 14 1A B2 200 i 48
T2, T A B T 2 #4450 58 GE AT 30 ik o5 +F i £k
TR,
2.3 #EHMEFRNEE

CE 7R eNOS AT i 1fi 4% F- 1 JUL4H B /9 DNA
B A 2253 ZERNHG B, X R BTG i A T E 2
H cGMP A3, T, eNOS A7 #0f ifi /)
MR AERINE T, A AR Al OR47 1 38 L5 52 1l /Al
A A R IR T AR ), O L BEL Lk 1 3l Bk oks R s Ak
12D R BVEF 4 BE P AT I, Bk T3 BB A5 1Y
HE,eNOS fiTAERY NO AT LA Ay i —Fh e gl ik ok
FERE ARG I B
2.4 FEM B AEYRRE , RN A Y

eNOS TEIfiL 4 A8 Bl 47 18 SC B A 10, A 3 i A
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RN RIS S, 35 miR-92a fil Sphk1/S1P {5
SAE S0 miR-92a b T 0E eNOS/NO
TS AR, 55 N S A 4 A 7%, A2 F 1 48 A=
WY eNOS FER g B /N B B I A Az 46
IX 55 PN B A 40 i 2 51 R BB A O, T L eNOS 1136
KRR Y AL AN SR 42 2 FREC TR SR VDA
ST S 2 ¥ 3@ i 7 ) eNOS {55 B K | N,
B 53 P9 R AL A LA AE & I A N R B R
Er AP R BRI eNOS BB R 1L AE (2 2F P Kz 441
JHLFR R, o o A A

3 eNOS 5mi &%

3.1 AMBERIBKESE

SIS S fik (acute coronary syndrome,
ACS) J& LLSEEAR sh kol R AL BB 24 5l (R 28, 4k &
SE A BN ST A P FE 1 i | BH 2 S TR ) Jik Ay o 24 0
Bl — 2 R 25 5 AF A 38 20k ST B w0 L
FEBE  StkEdE ST Bt e O WA 86 F A B 780
S BRI R L, eNOS GS9AT (1) T 2 i 3L A
I T786C K C S i 3L 5 ACS fF7E B | X s
V5 AR S 23— B O U FE XU, eNOS
R /N BB AT LU B o R RS B BT O AR B
Sl R RE Ak A8 s >, 7 Bl Wk ok B A Ak i 2
WL 5] eNOS HY mRNA ik FIl & 11 55 15 4 f&
IR PR 5 2 B R AE N R AR, I 80
I /INER RIEE I 9 006 S B, e & S BUfAR T ALY afi
ANHRZRAE |20 RORG BT T UL 2 3 5 34 A R T
SNk RERE AL 1Y & R, T eNOS A& 41 i 1fi /N A
20 SRR BRF G 1 R, AT i A R T, R L A S
WG 2 /N AT A A K TR B S ), B A SR B sl
ik oK B A 1 D 2
3.2 PwZEedh

figiAs H (stroke ) HLAT DU i " 5 BRI R
FET AR Bk R R R, O IR E T B
BE BRI MAESE E A 4 min 584 1 ASETIA
2T 2016 AR A BRI R B oRTY 3R
7 (1 S el 1 e el e S B
276.75/10 71 .126.34/10 J1, HHETC A 25 iE Uk
S eNOS K Z 8 PE 5 WA i & A=A G, G894T
ZAMENT S eNOS TE/INES b A7, Bl SR g I 1
JEII il eNOS 25 28 52 8 40 it , B2 i NO A ™7
(B HE— AR A K I, eNOS FE DR 7R AS [ e 7] 235
WA AN 6], — 30 A T 190 % B gk Y,

eNOS Glu298Asp Fl Cav—1 Y G147134 ,T291074 %
PRl 22 285 M o) i A o i IXURS: 38 hn A B W) AR T
eNOS G894 T Fl T786C WA s 5 A% 2 ffi atfi [E] A\ 5y f
It P A 2 AEAE = R AR T786C HEk &
BAPEERD . SAELFESHIR, eNOS 1) 444B 3
R 2S5 WA A rh A 560 0 R, AR iR T
B Z N[ R A FE LLIE eNOS 2R 2481
A R DI
3.3 EEE

D8NS (atrial fibrillation, AF, & %% 5 8il) /&
i R b — o WL O HEAS ST, DA B R AS A 0 3k
SONFRE , AR AR 28R ™ B A IFED . K
WFFTUESL , eNOS X 45 0 LI, 450 L Ca™ B2
5, AN AT 45K LA K B 1k O AN S LS 6 N
AR R EEL AR B 5] K0 B B0 I, R ALY
O IR 2 FRAIK eNOS 3k | H 55 HEF ik ThaE, 53
N R T RERR AT o0 o T AR 2 D B0 11 B B AR
AR, Dy B2 0 WLZH 21 eNOS mRNA Fl 4 1 3R
IR, A X 0] BE RO B 45 M EE A, A0 L
FIE R i IR, A i B A A AR e O 45 B PN
eNOS A5 B /0, NO 1E.0 i 4 40 (1 A= 4 F)
FHBETFRE R RE 76 15 B A 3 vt 85 5 4k
ODEERFEM L, P 8 F A eNOS 28 4 ik K %
lR(P<0.05)'*', 1Ak, eNOS 2235 F i, 1% NO
BRI vT LA 1 45 5 7 R A AL Y 2R Gk 5
P, 30 10 A5 W | b B B e T
3.4 RERBK MR

TRER K A2 ( deep vein thrombosis, DVT) 44 F
JHR S R 2 A R K, i A S S B I A E
— R fEE N EELO MY S R e
eSS E AR LA 29 200 75 A DVT, Hid 10%
(R & B8 T Il AR €Y i HE T, eNOS £ 5
(RS1799983 ) 55 B} F A J5 TR Ik 1L #42 T 1l 1) 5 Je&
PEF 5, eNOS 2878 nJ fE i 1 520 N B2 41 NO 19
AR RN R AT S5 DVT B & RN,
RS1799983 {37 T4l X Y ¢.894,¢.894G/ T 43 %} v
eNOS M 298 (i A AR K& AR, SRR
AL, REZRI eNOS HEFIATRE . Bk, T 5547
FEH 23 eNOS 8 M U RERFE AR, 2515 BN K 41
il NO & Ul 2D, S 58 DVT XU, Zhao 45
NS85 K 8808 1l 3718 (1) 17 TAFFE 4T Meta
T, A5 AR IR eNOS G894T £ 75 4E 5 WM At
KA DVT HHEYIBEZR, DVT ¥ eNOS 5 1E H 41
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FRE AR PR8I, B 25 DVT JE i
KR E A . AR A % NO W
WFIKIESHATY R KB DVT /Y 85 5 K 5 B o
A UL RN NO K- THE A BT DVT %%

4 NEERE

ZE b, RIS R eNOS 2 5 1 A8 1 9 % Y
K FLEAT EF SR LA | 30 afn N A B R SR 4
B b IR T BAAE S AR 5T I A M 5 5 Bk Y
EBEIEDR | B A AR PR 305 1) G4, 5 6 eNOS 5
AR &0 AR Y7 AL A IR A58 B R
PRSI SE R 5 X, A G 3 B AT BE R A IR YT AR PR R
B 5, (HSRT, X F eNOS 2241 5 il e
PRI T 5 45 S DU [R] A REAE A6 i, AR R i 7 22
B2 AN [ Bl AR (8 R BRI 5 in LA BEAIE
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