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x= m

1. HIRKEZREMREZFR JEE® 533000
CEHETARERMRSEEEESZ JAER® 533099

W OE. RMMEMMZESE (chronic obstructive pulmonary disease COPD ) £ % Wag1Z A8 kym, 2R EBE N LA
BEREA TR, B, AR EMEATFRSE RRIEE A T R TN RAF LA ER . BRI m st
207 & ( Extracellular histone, EH ) # —f#& X EAMIAE T HoF, Tldxtaioey B X Al IER. Tk
PASARAF K K R Ak NETs 8 K43 5 il s, ARt fe MR S e i AR R F 181255 COPD 09 & A L kit A2,
THEA B T COPD Jath 345 . L F W BE S R B WIS, W& T mMisMak & A5 COPD # 7T REALH AR AT AT 1

7597 COPD # — 3k 2 336,

KB mAesak G REMEMAR; LBil; KE; NET

515

TR PR M R R (R ARIR LA ) & — AP E LY
B F R BRER A%k R", HERFS AL
8 AR R TR IR bk R M A R R & e E (acute
exacerbation of chronic obstructive pulmonary disease,
AECOPD ) & F&*Fl ik &t Eot e, BRE LS
7 RABIL R I FHARE", AR BT
RBEGMEFZG, IR SAHLIE, BANTIET
EALWRREGEZF f2" Y AR LA SR T A
HREP SR KRR, B, FOH/ RO ER
#r. NETs " B AUl RAER, 80 2893
g, mieATAHAREN, SRy THRierd
PR E KR,

—. HipasSMAE BELA

YR S B AN WA M R B Ry, 5
DNA B % eI s ik, [t 2 535, 41
SRR S A e AR . A ORIRTT 4 HLL H2A
H2B. H3., HARI & 4G 48 (e M2 i, HE A M

EERA: HIAI (1999-), &, HILKikE ¥k
REFWR02FABFEERRE, EREN, HXF
W M2 %, E-mal: 1587065489@qq.com
BIREE: 2W (1981-), &, E¥#H+, EET,
MERR LT, FRTH: FREGKRR KR EN D
. E-mal: Lilichenyi2012@163.com
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B s T 118 2 A oA Al 2R T s 2 B A/ D sy 4 i A1
aEp", EFELT, AL A RS R
WA AT B, SO, RO RE . Bk
WF, B SR AR B T RREE ", R
FH 5 43 7 # 2 ( Damage—associated molecular molecules,
DAMPS) 4+ ¥, BCK®RGRARS - FalliGtym, %
3 A0 B I SRR 15 R, S BRI R SRR A o Bl Y,
R B E R B RTINS &
A AR R L I H3 R HAY 4 A A B
DI . DNAZS A (RIEZ/MA ) DL Sk
BRI (neutrophil extracellular traps, NETs ) JE2t
e,

Z. HRESMVAE AR ERLE

L2 RPERIEEE

H AT IA Sy 4 B A0 20 2 1 R HEAR R SRR T AN
T I B A AN R A O T 2R S A
A b B B TR AR A ZE &, SR BB T a0 Ca™ Wi,
W E S, RN RIRS. e+
A SRR PR W ad TLRA (TollBEAZ K4 ) 46
MAPK/ERK/NF-KB i #1755 5| 2 48 5 K F 40 IL-6.. 1L-
10, TNF-a 28 FEiUR o 5 3 SUR 05 1 RIK R AE, H3 M
HA Tt 2 5% % H3 FIHA B 045 9 Bz 4, 038k
AW E PR E . ICAM-1 MIVCAM-1 %1k, B3R
RE A S5 AR B — 2D B0 05, B B R DT & 45
HAEEERY, =I5 40 R R RIOR / S4B AN A



NP T G TLR2/4/9 . MyD88., NF-KB %515 il
BT B B2 MR A D -, R A e T E R
il g O H3 R HA 7N M P R S AR

YN S AR AT T VA s R AR B S TS, AR
B IR IR TR i, A HES I IR 2R iR
JTERAE TR RS A E Y, LS RS2 T 76 e E |
Pl . O M IR S SR R R, AN R Y
THL T30 S e A B R S

2. 4R A B

YR FB 2 R M R I 2 72, F L
AAFEATRI, ZBHE. BERRILS,

(1) HHEFAHHELL

1 R LB VR AR 4 B 1 Sk i i Bk 1 R O 4 B R O
b, TR A2 E D R SR AR 1 SIS P, 3
RO . FE N BRECIUE . 2R
TR S R A 1 e 55 A B 1 AR s DDA 5 2

(2) HEH WA

HEMH AL R B vT ik, 2 L aT f DNA
J7 B 1) e St B Y, e A AR 1A 3 o R S Y R
b WESE RN SE K S Bh Ak . TEAN AL N, LB 1 LT
5 £ WAL R, 0 i 48 S BEAL RS (histone
acetyltransferase, HAT) F41 8 H 25 4 WL (histone
deacetylase, HDAC ) ¥, P55 07 8 R M3 1Y
FE SRRV R W R EE P HAT 436 (1 & AE 2 Bk s
JE h RISk, FEGRAFRE™, W HDAC T {fi %
B oAk, BT SR G Y S EEFIIME S, T
P S PEHE A Fe 8 P, P t, HATFIHDAC# 1 8 35 % 1
FEHBFE S, Fm RN, HDAC REARAR E5E0 2
i 22,

(3) BRI

ATP (A5 R L5 B 3 20 48 1 4 2 R 1 B 241 2R
FIBSRRIL ™ BERR IR IR S A OS . UL R He4e /45
B AR T TS 2 DNA S B S A ™Y Wi ik 4l R
F H3 AR FE s o FH AR, 24P FIFIE . FLAR . T
A S e i T o A

R Rty vt 10 OB W2 T T

2905 JE A ) 0 v R A0 TS Ak, O R AR
E RSN SIAnA CIRVNE <K BN P (T o0 N N O
Shy v R 200 6 6 A0 7 R 0 T Y. NETSs 3 22 i 41 R
. X HEDNA (double-stranded DNA, dsDNA ), H 1k
7 40 i 3 PR B 1 B (neutrophil, NE ). B33 4 1k ¥
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( myeloperoxidase, MPO ) ZFJ A ¥, NETs 4 3 fft = A=
Bl AZREUNETs . 40 4% DNA B il U NETs DL S e ki
A DNA BTG NETS®Y . NETs 7E40 T . 6 15 3 27 2k 25
ST A 7= A Y, AR 8 = 4R R 254 AT B 1k T
Y. AR HEDT R R AR TR B B BT AR Bk
FER IR RAE I 4, SR 1 22 SR gL A4 K% s
R, NETs g i6 v Ul S0 R gl 24 ™, ik
T3 B F 2P0 AN BT, S 28 e DR 25 Ml
/&Y (coronavirus disease 2019, COVID-19 ), 41l 1 fifi
e 1B PEBHZEPERIBENG | S W Wl A A RS P iR
SR

4. 4SRRI D) e S

0 B A2 B S R I PN R A L A R N, O
WAL TLR-2. TLR-4, fe ki /Mt & i w e sl &
ML , [ S 38T PP e 4 O B NETs, 3RS IfiL e 7
A AN R S i IR R RIS, S S P
NYIREN, FEE £F 4R R ARk /NI R A, 1 Al
B AL, 4 A2 2R T H3 . H4 filh & NLRP3 48 5 /A
=5 PR/ IMR cas—pase—1 ZL#, 75 AT B8 & E il #TE
BRI

=. HRESMNAE A 5B EEMER

Carlos A. Barrero” % #l COPD % b A7 75 %6 IE )X
B AFRAERER I TGS R, FLA A R T H3 K
i HP P — T 70 S A T3 38 gl i 2 S SO 51 49 1) R A TR
Fo — LG TLR2 . TLRAE B . WKah A r & &
FURM (UPR) 55 AN i T, T4k ca™ Fa s,
SESRARAARTENE s 53— 5 10 UPR AH G A P9 J5i 99 7 384
AR A, B INIR 5 R T (WINKB ), Bt e A5 5%
P (InNef2 ) 63k 2248, s 2 2R 3003044 o0 A% i
VBRI R Mk, HEmE AT A, O E
XTIN R AR AR, SRS B H33 ML, &
Z AR 1 H3.3 2 3 BOE K25k M i 497 . 42
{1 H3.3 38015 [ i 22 B AH DG, COPD 625 14 P 2 1 eI
TG PEREAIR S B I RHARRE ff UM i 25 & 1E— 20 SRmz ik
FEBFEHRR Z W SRS/ N B 45 Tl E
H 4P HIHU/K (anti-histone 4 antibody, anti—-H4) & T i
M1 b 5 E A5 ) TNF- o FITL-1 B IR IR, A ALK
RIEFFAKT, BRI I m G R, IR
IRAH A M ER KT AT REAYT COPD Fy e SR ' *1,

IEAh, 42 M 2 BEAk & i 5 COPD & i 3 [H i) 3
ISHE I, HDAC F Ik 7E 18 PHLI H 2 rh i B PERAIR,

165



HHDAC2 4 1% ¢ W1 ., 418 (A H3 M H4 %% & BE k™),
NF-k BIZEERENN, TNF-o FIFIARIEN 28 (1L-8) 1
B £, M58k COPD 484 KW 4 A2, in e g 3
AR, R B R COPD YA T 7 44T P BV
JREE YT, S HDAC2 F AL, I MR E A5G, H
PRI N FIAFFLEIEIN, IR SR SR, FeK
AECOPD Jeik 2B 1% 2", HDAC2 i 1t & 321k 55 1 i i 22 %
it 4P 7 SEA R A IO i 2 B R DG, I S B A 2
Piakwt . RIS Yo A5 SAUAR N I B B4R T 3 HDAC2,
JEE COPD ™. % HDAC 53 i 40 & 11 2 ks B
fitt (HATS) (55 m& ] BE 230k > 2 E AL 412K 11 i AL R 1,
$& 15 HDAC2 WS PEFIRIA IR ST 25 W it AL 7 . iNOoSHp
w0 A RN BRI BT A 2 SE R TR T XA B
JRISE PR UM, SRR TR A FREE 4R = b R
ZPURIERLN, FHE COPD g 2 filf F [ 25 301 4% 35 1) ¥ 4f
TRTPRCRP 2 #

255 Yl S ERK . MEK {5518 5 F Nox2 175
FENETsJEAL, NETs A Gt E A, Kk Ris 55
£ COPD f8 25 Jifi 5 = e SR R A 55 0 240 B 453 45 80
— B E gL g RRER . 25 copD &g,
FE COPD (83 1) R AE RV 1t R, TL-8 % A P i ik
NETs =4z, 1fii NETs (8 R EEF 0] i — 4 3 4 e 4N
REAEFNARAEA TG A 18, I J NETs (1 PG 211
WA TLR4 . NF-w B 538 % 76 5 A FIURS 5 70
TR ARG T VR R BCGE R o, 2R
WK B, SOHBHZEY, FReetE R Z R, EAlh, NETs
AT 1 5 S e B il 1 7™ SRR . COPD 20 Jin a4
MATE M E Y 2R ™ KDL NETs I BB AH
LB E N S RS, AR IR R T 2 25,
0% B P NETs & B i) 77 5 NETs A1 56 2 1 0 61 51 .
Nox2/PADA I . 6 S0 A% W A I g . 8 1 400 a5
AR AR ISR, T BRISCA AT I B Ry T, (R
NETs 501 COPD #F & (1 /3 THLEE 5 44, A feik—%
5T ) B 01

D— T IRAA T i 21 Bl £ A A e n s e R
W, JF 5 COPD & —4F P 15 A Bt A 48 5 i EAH
S THI, COPD fBF KR R i, Faig ok
7= RN (35 W | B € kA [ L A L | =Y
JERETN . M/MRIIRES R, A0 A AR
M AR SE . B Bk IR R RETE . NETs AL AT LAAE
Sk T 241 268 R R 446 S /N ARCRE B A R A, A BE Y R a4

166

WA KR (VEGF ) FTMMP=9 (14336 1 5 38 P 5z 41
FOSEE, DK S 2R L =, TS AR i
Kt i A% E A Y, Bl B AN AT K>, AR B TOAL
i3l N N1t e R W 1 18V 2 1 S I T e+ (3= 1 B
FE AR AT, e 2 BRI ol &, (R, R 7
COPD R MBEM T BES 5, P00 B i FA%: € LA K2 it 3
ik s PR A e A R B S0 R AR A3 M2 LA S 4 6 F
Btk SWIEHRMAIAE LS, TP E AR S
MMM TN, DB AR PR DAY I R R AR T,
WAL, HOBE AT 2554 AT LU NETs B9 3% (0 5 27 4 S (R4
I, DRSNS AR B S

BEE

COPD & — b LoF B A %k ss, KAENFHAZ
AU, REARIRE &, RAFERRTRIRAIRE,
MmN &k 8 5 COPD A A X R FE ARk, £ COPD
T, @SR G £ R R T A 3R Se ) 4a B Ae NETs.
R e 0 - B B 4 IO SN LR & B — A Rk R
WADER, 1233 F R HF LA A2 3 I VAR R R E 3 R,
TRAEWNRAG, FEMMARTHR. LARRH . Sk
FTmE, AR COPD W mAE, mERBIEE ., @ik
417 G A5 COPD 89 HUh] £ % 6136 3 dm AL ag LA Kk
B AWARR . TEAUEARA-F X oE R B Rk . NETs#&
KEAZFTBHR, Lt D RBEFR YRS, B,
2 LS4 R 6 T A A A Ma ] ok o 1 R 09 s BRAR & A A R
%95 COPD # A st de b, 12 A5 COPD & 4 4 &t #
I A B — B 87 R Bk —F R A &
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