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FALREBA IRV R LS RERRH I S iz sly T Ftgssm

MEAE M FRE GRS REED

iz [ ZE 4 il 952 995 ( chromic obstructive pulmonary  dis-
ease, COPD)J&—Fl) vz KL T &4 A BE () —Fhal i)
FARYT AP AT A e Al 4, A1 25 5
Bt A8 b2 CE R LA 2 A R G, B B Il AR
B, 2018 4§ Lancet 42 18 & [€ 40 4 A | COPD & % 345
13.7% , BB FE B VIO IF BBEE N1 B84k A 5%
FARH R R RS e, R T AE 4121 (WHO) 2
5 1R : 2 2020 4 COPD A UM HH A48 = JFE TR N, i
I BERRE A4 A COPD AR 5 i WL AT 8 25 I DR 7 S
fili SN AT 22— , BT & A= 7R R I DI RE R R Aty 1, PRt 2
PR LT (T 7 B SR R R, TS A U S R
AR ATE Bt 8 FAE T XU 18 ey, 1 F 48 A £ 28 B g,
I, % F COPD f8 55 LD RE R A% (1 T B FiA YT, B4
Hh R COPD 45 BRI 5 S I 5 o

COPD B #% LT BERE A% 1) AL 14352 2% , AU
B FH M S B0 B B L RE IR A, 38 5 UL PR AR B LA
W AR SN B TG S 43 il R A A 2 AR R IR G

A0 R S50 COPD H 4 4 5 S0 i L K 3 A L A
V140 2 5 T 4584915 465 AL 200 M6 i 43, DT 3 S5 4t P 0 1 o ok 2
4355 , 76 COPD - #% ILE RE IR A% 1) & 26 R & g v o 4
B LI BB RAE IR AL e e T
il COPD ‘B & L2 e B 5 1l 25 I8 7 7 i, 37X COPD
VA DBCR A S A Ve AR R EE M, SR H T
TFFEXHE B T35 COPD B #5 LI AR AT AR AL A A2
HHf . PR, A SC B FEIR T ALY 35 COPD Bk L i i
TR ZR , AR ANRIE shim i B i) )y 20X COPD i
B U AR IO 38 R 2% A3 i 2 el REAE AL, LASSI A COPD
SN RERRNS 112 S A SR LB 4 5 DL SR %

1 COPD BERALINAEFERS 5 EAL R

WEHTEBUT , LA A 3% 4 4 (reactive oxygen species,
ROS) FiE Pk 55 [t LA R EAk R GeAb T3 5 F-fir .
Ifif COPD (35 # LEN AP R AV T S B AR 2
LN ROSHS 2, it F B B ik RGLIEBRAE T, i 25
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FHAEGES 1L 20014 55365 5551

SRR N E SPUA LR, B AL, Bk ROS &
P EACR R A B A ROS T A A 7E it
TR A 1) — RGP AR PR R 2 , A4S - 4]
BT (07) & A M (OH) Ml A b A (H0.) & . FH195%
SR B GRLA I WE H T AL 3o A A AR I R G T AR A
(NADPH oxidase, NOX)i& & filid A b W BRI AZ 5, 1E
H AR FKOT-9 ROS A Bl 1B 5 U 4 F0 T 8 (9 2E BRI fig
B 1 T4 b S5 IR 7 A i ROS 25 [ i 4] % COPD i3
HHNUST R U () P 57 M S D RE AT E R

TFFZE R B, IR DU Sk ULE e PN 35 R0 2 e R g oo A Ak ™
YI7E P COPD /B i RS T AL o T el A AP e |
#& LT RE A5 1Y) COPD F8 4 4> B Ak K - B b i F %
TRAL™, Jbsh, COPD B iE i IR o b e 22 an i rh
O™ IR Frad A AL 225 T B, B Sk ALY 1y 2 2 k™, 4
7, AR COPD B #% LTl RE IR fct 1Y) & 2E B VIAHDG . 41
AR I SRT S e 20 A i 2l L 2 Rl AR B R N AT 2
Fh i 4% 5% I COPD ‘B % LI RE , 4N K ROS 7] H H2 40 15 24
fit, 7 S AN P IS B R 1 B  DNA S 2454, i Bk L
IS AR RS H 7, R, A0 N BT S0 A%
F—«kB (nuclear factor-kB, NF-kB)%5 % 4515 50 % A5
SARME LIV, A AR T, e LR 5o, AT
FE COPD B #H A LI BE T B, R, X7 F COPD #
LR AL L3 R 25 B340 AT BB R 235 COPD - LI BE L b7
AF A e A R T A T A

2 COPD E8AEL MBI ImE R

TR T3 COPD B # WAL BB 5 mi B 22, % B
WL RE RS I Bl 6 A B2 S, 5T &K 31, COPD &4 i ik
WURAR R kA R 2 A E R ILFEE R M ES R L EE Y
COPD B HF K IIHST 257 B MR 4 B PEAAE SO A G
2.1 N REE

WFFE R IR, 29 90% 1) COPD £ 3% 7 WG 4 58, W A 2 S 3%
COPD B # IR Z R &K |, /& COPD J & AiE & A i 2L
FEl 2 . FUIZE T & TR0 F Y, LA AR
HPIEAE R B A E LA A A 3™, COPD & i A
AP G ROS W] 1 45 35 R 422 5 B0 H IV AL R 8t 473 , Wi
F 55 ROS AT Fifi 5 M0 796 B 37 1 4 B 25 B S LR 428,
TR PR A B S R AE A L, i — 255 & N U T ROS B
T, G RAFSE I, TR A5 5 COPD A2 35 U =k LWL T
WD IERE S LR R O R Ak s . sl dfs
FIFAIZE A, B 34~ H (0055 2 55 S BOR R B LA A0
B KA AN RS B, /NI 7 K5 BRI B
AR A SRR AR USRI B B L 22 R R )
P ™ LA E RS 2 A 55 R 5 A A S X il 4 27

A A, 1T FLIR 2% A1 s URE W UL 280 A T 4
MEEPEVE
22 MR

COPD M i T Al T E M4 I 0 Fn B B, K 014
TG ECIRAS AT LIRS B A AN [ R B 2 5, Jn
FAUARAAORI I KA . B R IR, Gk v -1 i R iy
it T 1 5 A AR B B, B A AT e R i
BRI ROS TR G o, DA T o =6 B 48 UL 4 Ak I 38
Koechlin 5 T 55t & B, 744 I 4UIUAE A COPD & 35 [ 1E
IS B A B, R D Sk UL AR I S AR B e 2K
SAALER MR SR E RN, B S B0k LG iz shitt F A7 B
FHMERY, 253 875 , COPD S 3 Ifi b g it S8 Ak T
TR RIS, AR IO G S A R SR A A e
B UL RGBS, 45 BFTIR, COPD 8 E 18 MR A
RAS AL SEHLA R ROS A9 A 1, I E LA AL 455 14 &2
IG5 COPD B #5 WL RERRAS .
2.3 RIESNY

COPD R Gt RAE A A5 & IR ROS Bl Ak ki
RINRE TN B AL N R N . B ARG IR
FMIEERE , COPD 3 B AAAE RGMERIE . HIEH
T4 A -6 (IL-6) L 144 E-10(IL-10) . [ =/ .C-
TSI B P45 R A A AR 9 E A ST 22 st 2 o bz B 2
21 (el R PR A A RE SR BT AR IS SR AT NOX
S5 (RO T A HERERL ROS , [ IS 20 0 5 AL oA e
{5 5% , S EEUEALRE ST BB VU DS R 1
T, 3 B VAL LS A AR IR A RE R I, S5k R
AU R T P 1 Rt 2 P ORI I 4L 2 P RS AR, 403K
T NF-kB 5 5% [ 7D K 22 85005 A0 2 O 53 s, afF—
Ho 0 SR ARE I B K A DRI, 4 A AR R 3 A
COPD ‘B WILET RERE RS 1) & A= T & J ke B DI R) R VR

3 B COPD B R AL RFHER

i % COPD f 351 #% WL AL R oK - (1 T FROR 5
BEITE R AR IR ARG . SRR 5 st 2
BT B s b i AU R G2 5 BEFCHT ROS Y3 B AR 1,
R4 AH I i ) 2 X KT R e 7R
3.1 AN[ALE SR X COPD B LA L v 7

s SR AR N IE BT P IR AR O A R R AR R R
B LH B Barreiro 5538 i WF 5T & B, AN 5 5 (60%—
70% U fE T 2R 7 107 ) 1947 4038 8h v] 5 80T B COPD &
(30%<H5—Fb TP AEFR G A E 2 H < 50% ) ey sk
VLR 1 J5 1 2 R i A3 i, ST 3 AR A it i~ AP R B, A
TN EE E f ULA AN B OAE BT 3AT g A2 R A e 5 B 32 3
HEMALAFE EU , (2 E B4R ROS (77 A8, Al L LE AL il
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PIRERSIER . ILAh, L COPD &3 H A7 7512 S ML
BTN [ IR R Y R RE L THAEDY . Pinho S5k IE 1 8
JE A5 B (60% A (AR AUt ) AT SR8 Bl T A3 %08 4% COPD
B (FEVI1 <60% predicted) & #§ LA LB , 1877 Hfb—
PUEAL R BT, DCE BT R . UL, AR E AR
AT 132 B Ak D B, 238432 BRI PEAR COPD B3 ¥
9 P B AR B 1k AR R O R =, LS B A i
3.2 Az ExE CcoPD Bk WAL i /E

i gl % COPD ‘B VLA 1 8 1) 18115 1 T el 32 80
JEV IR (AN TR) T 7= A 25 57 38 Sl R 4R B ) 2 A s 4 Ak 3 1)
AR . WFFT R B, 630 3 JR A i i A 4R Bl T g
JOALEA A B R 22 i, 3855 S AL N I T Rodriguez 456 AGH 3
8 JH 1ty v v o i A 4Eis B0 % IR COPD SR 3 1ML 4 11 s Ak 7K
- S AR, WL R 2R 1 BRI RS AR K - HE LR ) B
FEE, A B FILIA AP AR R HOK S B B, JEAh, Mer-
cken 2 A TR 8 & (1) o S5 FE TR 3 Il 25 0] i COPD /& 4R
AL A 3 oy A, B TS PR TR ek A AR 8
B L B, DNA 1475 F B rEbEiZ shae e . DL EaF
FEHER , COPD J8 % JIL A S Ak Rz 38 mT A8 23 76 1 5 1 i 309 7
0, ATRESE B TR R B RE R R S8 A A 1
B KRG | 455 B 38 Sl A0 il n] 3 33 COPD
S B AR, B AR A IR R et b AL g
3.3 AEEEh TR COPD B8 NLE AL I 8 1

AN 3z 3 )7 3%F COPD JR 35 480 Ak 07 8 % 9815 VB Fl Al
PSR 5053 B2 UEEEH e LB (AERE &

WIS, 5 B2 (A 8Kz o) (HIT) J2& H #if COPD B # H 2%
Sy 52 B —Fi A Sz s =X, i & B0 e o 2 1) B2 o i 2
REAI T TR 25 2 2l K RRU) NOX G M A 1 3R 3k, A RO
BT 4 B RN BRSO AU SN (BT A B 4 G
PR PUBLIZ ShVE S — R e a2 LR R4 T 19 TG 4602 B
T, SH g R], FEARM R 5 S AL RE R4,
Kb - LT e B . Ryrse CKAEMURHH 8 iy
A8 S AP RLE 8 T 1 COPD g &, & P Fhiz 8l 7 :UHR
AR e A UL B S Ak A R A A B AL (superox-
ide dismutase, SOD)iin, bréfbaE H ik, A KIHA A
iz 2T HUAH LT B 2B Lt S AL I S BSCR T R
A FEMENOX /K-, /b ROS A= it , T HT BHLIZ 2l oK 3 1
WIHRE S 7845 APz 8 T35 COPD B34 iF 5%
BRI, B B LZORL A i R I 11 3 K- 28 B s
T SRR 110 908 M S8 25 A, e R AR I LR 4V R S 5, ROS
A= B8, Alcazar W [FFE & A I3RS HURRL N 2R AT A
B8 COPD SB35 IR 2 (1 SR IEAL , A 4 B S Ak B3R
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-5 B LA DI RERIZ S RE ) 1 3 TSR s g+
il COPD ‘B¢ UL AR R AR O SCRR L3R 1

4 IEFXF COPD FaEAL AL (EAILH
4.1 =8 ROS ;A K B AR

AT TR AE P ROS X AE# K4 T4 i o
T DNA S35 B AR 2 , o] 20 S A i vy se 2
o P/ ROS M2l B A bR ol S A I VT ) o 2y
Tl Zhi A 7R 2 N IRPE ROS 77 AL I B BRI, [A] 4R
LR SEATUASTE A N TS5 2 T kLR =R
FRAGER A A AL BERR AL DI RE 5 A VLAY e A B DTRR G, IR
S S I A1 €6, 3 € AT ROS HEA T bR AR 8, 76 ROS B
At 3 FE AR DY, DFFE KB, COPD & )F Bk Il e
Wi ik 1) SR SR AR | P42 38 B ) R AR it — 2D s 35
Gosker WF 58 & B, il i A7 418 Sh 456 oS % F R RE RO
COPD & & B MM L (5 15 2 11 3 b T iy , mIHIRAE Ak 1L
W) R A BRI ROS FAE BC . RIS Iz 2l ) 38 e
JULE B f g e A ROl i 1 A P AT B R0 0 Ak A2 1y
4 BhE T 1o (peroxisome proliferator-activated receptor
v coactivator—1, PGC-1a) ) mRNA /K-, PGC-1a 1] 5 il
LA A AR Z AL AL RE , LSRRG N T B SRR 1
K/NFESE Re AR AL BE T, I 0 R T B A B
W B R ST, S4h s B it e B L AR
A5 , Qg i 1k 7= 9 MDA R R S AL K B
8— R M A L AR AR DNA 40 B FR 45 e T i st —
A R e
42 izshfd e E sl LEE

AL H ROS HIH Bk 2 ST A b i A AL B 25 T
TE LRI A O , 45T A AL B SS9 5 4 SOD s 4 Ak & il
(catalase, CAT) ¥ DEH Bk AL WG , FHERG2E ) o in 4k
R A LEAE R CHIA LIRSS . Bra bW B i sm i ik
JE RN R AL R ROS B Hh S5 45 5 U0, iR 45 STk
JR ARG i Sl it 5 0 R LR W 2]
AR LA b A2 A BIUKOT (9 ROS , 15 S5 /K - s At i b
SR G5 Sam B, 35 0 R v B JUL A
MR ALBT AR T . B RTFR R, 8 At i b oA fb g
3 i R 5 R T 20 4N 2 A#H 56 BT 2 (nuclear factor
erythroid 2 related factor, Nrf2) \UTER{F E 55 FF- 2 #H ¢
fiff 1 (silent mating type information regulation 2 homolog-
1,SIRT1)A7 35,

Nrf2 75 A 5 4 A AU Ak S B A% o8 IR, ZE AL
AHTEAL B R 2 F AR . Nrf2 e 32 3 BEAR IEA LA 3
TR — 5 R B VLV | 22 2R 0 AL B 1 U RS Ak
FE P PO A B 052 ), 5 Keleh AR R SN BEA R 2R —1
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