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Abstract

Airway oxidative stress is an important factor affecting the continuous occurrence and progres-
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sion of chronic obstructive pulmonary disease (COPD). Chronic obstructive pulmonary disease
(COPD) patients can be repeatedly aggravated due to cold air stimulation, infection and other in-
centives, and then lead to heart failure and other cardiovascular diseases (CVD). Atherosclerosis is
the earliest pathological feature of many CVD, and it has gradually become a new hot spot in the
clinical research of COPD combined with CVD. Oxidative stress plays an important role in the pro-
gression of atherosclerosis.
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1. 5|8

5 P BH 2E P Jili% % (chronic obstructive pulmonary disease, COPD)J&—Ff LA 58 4 ] i PE S IR 2 BR
FHERZ, @5 HK R T H PR A5 . COPD FEUMRAL, (HZ it ] 5] O
iy B SEIANAS B RAE, CVD J& COPD & WA & B B & 50, % COPD i3 K Tl J& 7= A
B, MAHRRATIRFRE VI 7R, FEV, SRR S TE T RS =, S FEV, L hrEL
PIARAEEL, RSN T 5 f45[1]. Sk 2R 2 CVD KRR RBLERI . A& 25, &
O REOZ COPD A ik s A A AY, 2 8] Pl AR BRIDE 2R o AR SO AU BIZE COPD AL R IPE L, 22
FLAE B MK o W R A T2 RSCRT 3 & AR A 2 i 1R AT 250

2. ST COPD XiRNHIFH{ER

ITAERXT COPD [ 78 CA 1 AR Kk R, (R H AL 224 AR 58 2 W 1« SRR 33 COPD
KA R %O . FEIEE RS T, YURNAALEDTEACBT AR 2R, A8 B H L1 7 AR B 4 411,
ANERAEFRNS, XAERTHRFSIENERIIEE. AN Eewr-EaEd 2n, e SEWURET
Al R -GS . A R TR A S LAY PR S AT, R EAE MR TR R A
AT P P 2 e 0 R R SR W I, RS RGN, 6 A R R IR b 55 B AR U 1 9, NADPH
SAAREE T 22 FTRIR . PR PRI — AR - RN IR S K E VA MERTRL ) I 75 S Ak, 51 B P R E s
PEEWIR(ROS) A, U4 B 1-(0™). i AL A (H,0,)« IREFR(HCIO)E: , XM FEM RN “ IR
X H 2 S A A SR [3]. Il Bk TR AR RGN REOE L, RN PGB A R S
550 PUEARGHIYIR 3 A HEA Y BALE(SOD) XA Bt H IR(GSH) S5 . LRI H b — AN J5 SRR R
JREENDT, B 5RR1F 2 COPD B HIFELL i 4bRIL, ansh kR AEaEt JILRITG IR i (4] -

ATE P AL T 32 LA HE ROS AIVE PEZU(RNS) T ZH 2 7= A2 1) ROS/RNS KB 432K [ Hh R4
JI e 5 200 oL TP T A T ) O AR R, A SR b R RN P R A0 R RE 1T 7 A
ROS/RNS. ZEHifA2 =4 ROS S KIANHEAR, i iR Fe il 714 8 45 B B HaO,. RNS FHEH —H
L INO). AL B INO) AL AL T ABEL £5(ONOO ). NO H—4S b H A BENOS) AL LK &R 2E Al
M NO WRER ERT, fe 5 A B0 S A RN AR B T B BRI NO, Fd AL . M4 ROS/RNS =2k
W2, 5l REM RN, SRR (BERE . A, BEEA. RRAEHMIRE. ik
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RTINS S/ AR AL LT BE 2 5 Bl K SR A A O TR Bl B i
2.1. EHNHSSE LR

SUEANTES ) ROS/RNS Wl IE L 5 S HLA T AR 8 B 5UA DNA SE2EM R T R A0, s ik
WA R T AL R 7, SECOEARIRIE AL, BN UE R AR A SR A GG g . 4R
DRl I B E Sl B R AT e R AR . AR, PRSI E A AR, SERM L REBEEEEZTEA
i, SLEMBAEIIRERERT . ROS BES 4R AE h i) 2 AN SRR LA A, S AR 4h i i
JR R R AR, A R L P9 ER A 2 B R S 481, T S B R S B KRS I AE— E I TR
WAL A AT . LAk, T BT I A 7 A ) — S S P Wy mT (i~ e R & g AR R 3R, 30RH S 4
FTo. MRWETFTE RN, BTN PUEARFRA X COPD ANF™ AL LR Bk & HEMEH, HA
M RE S 12 B )™ B R L B EE 5]

22. SHNBESEOE/MEORKY

SEIG AN R 7R al -PUBE A (al-AT)BLZES COPD Z [AIFE K. al-AT & —Fh 2
), TENTB A RS0 A OB AE 6] ol -AT BIRSEH 5 H P4 40 B 8 1 i PR 6 PR A s AR DTS, M
ML — N EENREY, R8N IERPRER. ROS/RNS 1 LLEM ol -AT &0 (Met358)
B — AR R IR S, BUT R MERRICEL a2k, SR E A/ b AR . 715k, RNS 274
(SIS A S 38 RT A S B R R R IS AL S N3 R ol -AT K36 . HAPTEE AR, Wit i4 @ E AR
UM, DA e S A i (B o 2 1 R S I P 5 ), G 0 D B 1 AP 2 ) S5, T e 52 31240k
asE[4]. Bk, ZRPLHIE R T FIKPUE QB AIE T, n5E R S il b 2 AR R4, R
JIT S o P8 IR A0t S BRI T o

23. EHNHSIIRER

EALRIE =R ROS HIFS 41 A & LB EERITE T, SRRSO, M AT 28 58 R A
T-xB (NF-xB). #uFEA-1, fE4RZNIEL S DNA 44, Bl s, FRgEAERKE
1A, RN, EREAN TR N AR . YEAk, MO SEEL AR AT . T A8RE AT AR SRS SLRE et R
BN PEYE ROS B InRIEAL N . Sarir H 5[ 71K 40 5 HiEAL (0 N-Z BB E ) T 5, K
PLAT LAR 1E TL-8 3 & 7= A2 Al NF-kB K305 -

2.4. UM STENENTFS

U ST A AN I S BRI, (B 6 it = 2R S ) 2 F UL AN B Ao 3o S Ak P SR Ak R i
(Prdxs) A& — IS AR SR S AL B ER Ke, Prdx1~5 Y& WAL EERFR 3, 1M Prdx6 U &H —/N2F
R FRTR I . Prdx6 N—F X E L ThEehra b Bz A, BA S MH I S AL B A R A I B IR S A2 75
P, LR PR SN B AR A R IE KPR R, s i R AR . B 9T R BRI EE A S0/ BT
o Prdx6 13 258 AT AR /N B A0 32 i S B 1, 10 Prdx6 SR /N 5% i U0 A AU 8] BT AR,
Nrf2 HI0 AR B R 5 0% Prdx6 IR 26k SEIR[9]. HULAT DAHEI Y, Prdx6 W] RS &AL S5 &
COPD kA= Je it g i) 4y a2 —.

3. |LFIRKEREE D
3.1. A

MR SR E ROS 4 32 BRI o WM 51 (4 28 1 S84 LN R S P JROIE RT3 3002 O L R A
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TR0 2 S [ 10] 0 Fa A T4 L& AR 25 b S A B 10" B JE[ 1] 55 Pl AL NO, S E HLL A
VIR, RAET P R ERIE S O, N4 F B3E . i TR A K X B E =5, MIRKS %3
X8 AT

AR 55— EL B IR N A il S AR T B 4 3 Rt 50 200 it o e 2 807 i 4 FE S B gt T, I
WO EVEANAE, TR, REERALAN N B AN A I SRR R R AR AL, AR 2 VAN E
NADPH B R SR RO B PRI AL AT Ho0,, SEUTER K A0 I A8 Ak S amr B9 127 W98 B
W 5 it PRy e e A % [ 200 R R A P R TS s A R 3 1 o, LR 2 MR F A AR AT SR 7R A
RIAEBLIR) 9OE OB, $o 48 i SN — HLEE ST ] K HALEAE . A NS5 A 1Y) NO RE-S5 R B S B = A 5 A=)
RIUSEAF DR I SV A SR I, A AT S0 TIE S MR R 8 W B 1 v 45 4+ Tl R B 2 7K CLAIE 9 v T AN A 11
ZARA[10].

JHELNE %5 i) ROS A LA SO o AL AR R, AT 55 DNA $if5 . B 5. MK, COPD
WA 1 B BRI PR AR A S 5 R E 2R . 22 M R0 A R 3R A A DU R S A
WK, COPD BFMFHAAER T E AR E AT, SHAEMEE/RERIME, BS
PP P MR A LE BRI [13]. BEE T HNAZE S, MMM R IEE R N, 1 GSH aT il
HX AR o AR 25 REAE DL AR Ny 5 2k PR 2R & AU ()-GCS)mRNA #3358, 5 S0P 4
FHR(ELF)H GSH & &%, H kI [N ) 205 7 76 B 2 1Ak 22 S 1k

3.2. HiBIFE

FA BRI AR LA IR St 2060 COPD F 3k e 7 AR L BER M. dnZE Rl TR B, b
EW AN T R R 2 A2 22 P AR 2 A ALY, e AT AR SR T E R AN COPD i v A %
L MEME R E R R . KR A RS A & S Rk BAAR A 4K, W 050 NO,. PM AT SO,. fit
AT B 3 B AT v BT PR R S A G R30I A 2 0 S R 2 P 0 4 HELRE T ROS/RNS 17 48 T 8 i
2 3BT . ROS/RNS 2 ¢ EUHE ) U BEWT 2L, i P B AL B 15 AH L PR B L, ] A 1 2 1
HIRA IR EE[14]. REZ DB MR EVIORY], BT O30, Ul ERGEEMER N, S
bR AR, H O RERS NS ROAEAN R A T A L, B AR 15].

3.3. NiIRMES L

R PRV AR R P 5875 e it mT LB EE A P9 (R A g, R iR R VR, (e (o R R A
PEVIGE, RIS IRIE AT AR AR p s RN AR o (R R 49 S O 2 v B 4 o PR -
P 11 58 MR AR PR R PR AR A B B . WEFURIE, COPD i NS4 RO % A 45 IR mh 4 8 1y 18
L BEES T N BR DAL A A R S B T k. Bk T RS (E BLF AU A I
HIZEI R Bk, S S P9 (0 i o L S, i SR AL 5 . W TCR L, S AR A AR EL, COPD
B8 AR COPD WMH B IR SV T E Ve IR AN R 2R 1 BB i 16]

4. FALR AT BRI L ARG

V2% 52 COPD ANHLE—ANFEM S5, IO RS, WahikrEEsE. Ei
IR RETE T COPD 5| 1 30 ok 54 5% Rl A S5 45 e i 1) A R 28 R e i R 48 T BRI [17] (18]
[19].

M2 Al T 7242 ROS, N B4, ~FEMgnfess. thah, Mgk E 1 g gk
111 BUZAR(ATL), #0075 NADPH %4k, 774 ROS [20]. ROS AJ ELEEAE M5 N 432 4%, SN L
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WA ST TR ThBERRAS, R BCP I U4 RS i SRR, A B4 . Ol NO RN AR ONOO™
A SR A 55 B i 2R (1 (OX-LDL) 77 42, i £ () OX-LDL Al f# P 2 B NO 4 il (eNOS) i I Bk H % 1
&Ky AT NO AEf. 5346, DU APiEnd (14 4k 7] B8 580 eNOS MRMEEL, 182D eNOS £72EM NO, M
TGS A N[ 21]. NO VEMERIE TR, Ak 3 50 Ny B2 i i H 3B 7 7-1 (VCAM-1) 3z i e
HE -1 (MCP-1)[JRIE L T REIG5R, IR AR . deat, & n] S 55 4 8 & A B (MMP)
R B fRRG 2k, 23 T AN PR AN ORI £ 4R 0 8 B 10 s S B, [ 21 SRR 5 A S N ERBE R
W3, (RS bk FEREfb ik R

M EERN ROS F=4E & %1, B35 NADPH A A0EG 5= F ALl  ZR R ARRT IR BE (K, DL SR AR ER eNOS
[19].NADPH E L (NOX) & —Fi SIS G G E G40, B N2 W A ROS (5 E0RER (2]
Y 1Lt 38 2o ) 38 P47phox-1 3% ) NADPH %8 AL~ 4= ROS, #iG B JAK/STAT B 4%, {3k 40 f i
NOX2, —FR¢ik i) NADPH S ACEGIE Y, ki e s Ik FERE A0 I OG5 £ €1 23] DA RR R & —Fh ik
AW, BT LAk NADPH LB IEJE pd7phox #4407 BV NOX2, il 24 30 ik ik #°F i A B e 1) 7
. Quesada %5 \[24] & B g IR B VIR 45 45 2 NOX2 FIF /0N BR sl ik ol AE il AL BB 5 25 08 o 45
TRBEIREEEZYR &G, HiE N R NADPH AL, #rs S B Svs T, A
M ) OF B S Rl n,  HE4T SOD PLEM AT o 7l LA MO e & 58 A i s A8 1k

OX-LDL 31 M58 P B2 453473 5 2 Bk ol R B A 19 - R B DDAE G o I PN R M S s, i
S 0 F I SR 2 45 B BE AT LDL %4k 4 OX-LDL. OX-LDL A3l i ik i i 4 R 1, etk & 1k
RS P 175 T N Y B2, 1 L R 1 S M SRS o o SR A P I 1 B IS 52 1A (PP ARs) /A% 2 A
FRMAFEER A, PPARy A& PPAR (4> T WAL —, 3BT g I 40 B o0 A FN 5 ik 5 2= Kbt . A
B, PPARy I HIE CD36 24k, i EMEANMIZE A IF M4k OX-LDL, fE@E/ R4 A 25]. 1 PYkek
Tl ZFR(TSA) & — Pl AR IR, BN B P, DR RIBERE R . B FE R B, TSA RIEHPUAL
Rt @ E 2 N LDL 153 s RSB [26]. W7 REL, OX-LDL /K5 i ThEE(FEV, % Fitill) 2 £
FHIE, $27~ OX-LDL ] fig 58 B 28 1) ™ B AR S AH G [27] . #i 0k, FRATTAT LAfS HH, COPD &3 Ifiil OX-LDL
IR B AR A0 A R, 38 R REAR B Bk FEREAL o PRE, AT AHEDN S OX-LDL #] E4& COPD
RISk RERE AL 2 TR T2

5. INERRE

HATC A2 W LK M COPD 3 CVD RAEHRE FFHEH, 5 (281N, COPD A& fEE—
SO0 A 1 R 1= e 54 O 11 = = R R VA S D"t N RO o L1 2/ ) = S R A N R Wi ST K=
L REEE COPD B BB LA Z —, WAL RI AT BELE COPD J£& CVD K B EEIEM . K
KB 5 AT — R AN LR 5T COPD F8 2 A S5 | AL Sk RERE A [ AH AL, IE0F R AR B2
Y, BAERRK COPD i CVD RAEZR, s .,
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