TR R A 2021 4F 5 A 55 42 55 5 ) http: //'www.ajsmmu.cn

e 538 - Academic Journal of Second Military Medical University, May 2021, Vol. 42, No. 5
DOI: 10.16781/}.0258-879x.2021.05.0538 - 42 & -
KN HE R EEE O M EE R PR R R
B, ZEMN

PR (B ) KIGEBLLMAFSMY, 1 200433

(ZE] S (ROS) RRger=A AL A 12 5 0 M BRI KA 6. DI R4 ROS A ZRIE
I TR A P B R VRS A T R FR AU (NOX ) . MRMBIBR A 7 J B — b R B il . RN s S S f b il . AR SC
TR SR ] (9 A B G R A0 IR T VR A TERIR, T A0 IR AN [R)C L 095 ikl 1) NOX e 7. 784
HIAZOAE R o BRAFX SEHL A B T & 1 0 Al A N O DG il 2R 8 S L 22 ) AH ELAE T A L 259, A 80 mi s A 7 o0
LA BRI

[XBIM] ARG ARG AR TR O s

[FESES] RS54 [X#EtFRERD] A [XEHS] 0258-879X(2021)05-0538-05

Oxidative stress-related enzymes in cardiovascular diseases: research progress

YUAN Ye, WANG Guo-kun’
Department of Cardiovascular Surgery, Changhai Hospital, Naval Medical University (Second Military Medical University), Shanghai
200433, China

[ Abstract ] The continuous production of oxidative stress by reactive oxygen species (ROS) is related to the
pathogenesis of cardiovascular diseases. The major enzymatic sources of ROS in the cardiovascular system are reduced
nicotinamide adenine dinucleotide phosphate oxidase (NOX), uncoupled endothelial nitric oxide synthase, mitochondria, and
xanthine oxidases. This article reviews the role of the relationship between these oxidases in cardiovascular diseases, focusing
on the core role of specific subtypes of NOX that are activated in different cardiovascular diseases. An improved understanding
of these mechanisms can facilitate the development of novel therapeutic agents targeting these oxidase stress-related enzyme
systems and their interactions, which will be effective in the prevention and treatment of cardiovascular diseases.
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AT T 98 P9 B 20 1l DHFR %5 55 3005 BT o 1 5 B 4
ST (IR E2 BahF45i A+ 1. 2. 13a)
ik, Xl DHFR 3k FGE T IE, S5
BH4 F#&:t =, HETM S5 eNOS fip e > o e A
Lo USRI P v (ischemia-reperfusion, IR ) 5145
FIWFE & B, eNOS B I vl DL o 4 il NO
FENO KA RS NOX4 i, S miFEAR & AR 3
T, F2H eNOS BT LA it AL R VR BT
NOX.

1.2 f#1BIe9 eNOS Fe Lk #iik  DHFR b= {1
eNOS FfH I T LIS T 2hi AT RE G . FH 2,4- —
I -6- FR L mE g Lh PN FRUS & I, eNOS fiff f K
AREUNRO LR AT REAZ 0 . ZRLiR ROS 7
AL IEN AE S RERERG S . eNOS T AT s L
R AL = A, NI AR IE 5 1O RS R
TRINBEY o HhFEHTEALFV B Q) 7T LAYK &2 Lok
KM TFiz%m, fff eNOS fliliX, FHIZhifA ROS 1))
A= 0] BEIE o TR ML 1T eNOS [R5 Al (R EC
W

1.3 NOX, XO#FeZ& itk NOX ;=41 ROS 1] LA
W IRZR AL R DNA #E1 F BZR R AR T BE 5, T2k
BLR T BE 5 BB IA A A2 45 O L4875 5 v 4 i Y
ROS BRI, XO 5 IEM S Ak S i v] LUAH 5.5
1k, ROS I i) 46 1 B RS 48 b 048 S il 1% £k XO .
P HE, NOX )35 £ M4 il 59 apocynin 7] Jjj 1F IR
P05 IR BLR I XO 6 AL AR Ak e Y
2, 5900 s st 485 % X O A 10 7 P A 2 5% i
NOX 1%, £ XO 7E IR it EH T NOX 1 T
W L YIRS 5 XO SN AR A AL ) S Bk
RLARSZ A, A FH I EERS B 0] T ik 25 R AIRER KL ROS
g

14 & NOX PGS MUk F AL R 5
Ak, AR MBI eNOS . ThAE S i 4 kiR A
XO. NOX HJ DL 74 i ROS 1755 BH4 Ak 2k
T S5 eNOS - H I, eNOS 5 Bt 7 38 1o [z b5t
ML A F T NOX., NOX 7=k () ROS A] ) i& it
WEIRER AR DNA B RAR T BE S5, F= R Zhn
K ROS JHiF FAMIIAT; eNOS fF (B 7R T i i 28
R T BE 58 i 48 77 A b iR ROS, £ ki {& ROS
A g 1 U BRALET T AT eNOS oI 55 Ak
S NOX [ ROS 7] &L XO Wi ik, IKE R 5
XO Sz A= B A8 A T 3 o 2R R T RE S i
e RIA ROS,

2 LMERERFPENEBZEANEEXRREBH
1EH

21 &R NOX HTE Fl eNOS fif (B 7E i s T+
it AR E AR L mA SR TR A S
I A W4 K, T 3 A 30 I 4 NOX Al NOX 2k i
() ROS i IfiL & Tt o @Bk NOXT RT LA 55 S fk B
WOFRESZ IR T 5o @R /N B NOX2 2355 1014
Sk 1509 3 3h kol A A A= st e T 5
BENE o PR /INERAY NOX4 X A 5K 2% 1 5 R Y af
FETF A N 5 22, HGF LR LT B3 A 500, %
B NOX4 £ 5 i ] g J2: 1M 45 ok & 11 5 1 5 1L
FEf R A B B AN SR e R fE o SR ARRRR NOXT |
NOX2 5, NOX4 7] LIy 55 145 55Kk 28 11 w3 1l R 1)
YEH, X NOX1, NOX2 Fil /5 NOX4 1 % 2
T LV B 2 Pk b/

NOXT () e & o] DLys 55 1 59k & 11X/ [
F14) 101765 T R B ek R =5 00 PR FH o NO'S 411 il 571 IV A
FEZE ek 2R H e 0 R 98> T NOXT i 2k ) 12
FPAEHTT T eNOS 14 T 357 (I HE AT s 44 1 45 55K
F 1AL/ R i R T 55, R eNOS fif (R AE
NOXI1 fih /% i i 5K 2 117 510 180 1ML & 8 vt
ER . Sak, ImAE SR ER 115 S0 NOX B |
eNOS i (B A =7 1w 38 2 00 1 2B e A B30 a5 P
AL Gl SRR 1 D Bk = sl R A 203 )
Fevcss 1, XLk IR ROS 7 U Kk 11
SR I B T NOX 6 MR eNOS fifg () BB
PIFEH]
22 EFIRE  eNOS fMBIE —E R EA 3T
L, T 5 U2 4 eNOS fl{BEe % S 1 16 32 50
fik % ( abdominal aortic aneurysm, AAA) AT Al
eNOS BT 2 b R TR T AAA TEAL Y.

AAA 1) 3l ik 41 21 Hh NOX §if 14 |, NOX
00 481 700 T A7 R B AR AAA B R T A AR AR R
7 1 BHA BT (hph-1) /NI NOXI
NOX2. NOX4 55 MRz 20 i ffd J5t [ 1 (neutrophil
cytosolic factor, Ncfl) , ] LLiEIIPKE N 2 DHFR 3
REIf-FHT (I eNOS TR AAA BIERL > |
23 HIeE Bk A S AR B AR AL [REEIRE
F1 (low-density lipoprotein, LDL ) A9 % 1k /& 5 1
Sk ok FERE Ak & A= ) 22, ROS AlKf LDL A
b1 OX-LDL FF AR PN B 1T 412 14 05 A B e 1)
e, FERARE M E R ER (ApoE™ ) /R
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NOX2 & 3 ko ke R Ak e Se s R RS o BIFEAIE
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FHFHI
2.4 AR fE SR IE NOX WIS 58 )
N T BERE A 56, NOX1 BYZE /K TE 1 BUpE IR
s B T N, R NOXT T LA iR AR T
ZAESH 1 BRI/ BUF eNOS YR B 2
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2 BH4 L4 FHE 580 eNOS T FHHEL ™ . ik
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1 AU RS B rh B Bum S D RERE RS I VE R
NOX J# i 1 eNOS fif I 7E F & M 2 BUBE IR
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RFM, NOXI 3G 675 S 2 70 PRI /1N B i
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fiff A R R Bt J 1) S Ak Tl 2- 1L A5 AN A 2 R 40 T
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I, eNOS F fif (B I9E 1 AR T RE B 55 R
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3.1 b apal A BRI R NOX #j il 7 K
T AR AR B A NOX I, 1 e i 37 RE %
FEAE RN, FEAE AT NOX )[R i g A T
Hofth— S, A IR 22 28 R R P I 1) 410 o)
4 (2-FH LK) - FREEEE R E T A NOX I #!
) — AN Rl a7, BEAZ R L ] eNOS . XO
BRI A - 9 8 (1 2RA 406 NOX DyRERY &
PO H 4 (-2 ) - ARG
FEMUAR L NOX Al A FH AR, AN 288 fiff
o ATy ] LI R AR FH T Ras HHCHY
C3 W RIEWY 1 1H NOX i% ¥, GKT137831 f]
DU SEYEAVE FH T NOX1 Fl NOX4 1M # il Aket- I L,
SR I A R NF-xB (5 57 S, & &%
ROS KRR P> o 290 G B B A
VA . B T AUAD AR ROS FA Ak i fsk
B R AT IR T, GKT137831 %A i Hi it 48 4%
I, XAEHE A NOX1 HI NOX4 AYEE S,
WS40 1k 5 A B W TS L NOX 41 il
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3.2 HEANOX 494 # GLX7013114 J&i2 45N
1R5 1A B8 ) e B NOX4 il 7, HURE
SEPEVEHT T NOX4 B HR 4 ¥ i R A I
GSK2795039 & % NOX2 At 1% 3 11 41 i 7 F1 0 i
e T H A NOX O #Y iy /N o3 7, 727N BRUSE 56,
GSK2795039 4= & 452 (& M5 N 1 5 100 mg/kg )
A B NOX2 fif 5 5% /N B P9 ROS 7™ A= 119 1 1l
EREY .

4 BHEMREZE

FE U A5 9 B & 9 AL T, NOX AT i
NOX MR Z A AVl 72 50 1 O AE e A AL b
BACHAER . NOX 5 HAth 4= ROS % L1l &
G fFER SR E G R, KRB AL RS
AT LGS NOX Fl/ B i o U H NOX Y ROS
A5 eNOS R {RIE . SRR TIRERERT, JEfE—E
FEEE LRI XO ik, T3 ROS AyiE— L Bk
MAL R ; X—dBS 5T 20 mEsRr &
AL RS BERRVEVE TR R I NOX A DL 2] 1E
eNOS FfAR IR AR AR D) RE R AT 1] RE & A TT 45 Fluls
MAEBIR A HR M . ik, FFARAR . HA%
X U AR S 1Y) NOX i 551 S i 92 41 %) eNOS fifg
TR I 2R 7 AR ) B Bt ik 1 17 7R SR, X 98 NOX
BN e ARG 2R GEAE T T BB Ol A e
LR S
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