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and organ damage
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Abstract

Neutrophil extracellular trapping nets (NETs) are reticular fibrous structures composed of DNA, histone,
granule protein and cytoplasmic protein released by neutrophils under the stimulation of bacteria, fungi,
viruses, and parasites. According to different stimuli, the formation of NETs mainly falls into two
categories: non-nicotinamide adenine dinucleotide phosphate oxidase-dependent pathway and
nicotinamide adenine dinucleotide phosphate oxidase-dependent pathway. NETs have both anti-
inflammatory and pro-inflammatory effects. On the one hand, they can capture, fix and kill invading
pathogens, playing an antimicrobial role, and help inflammation subside. This is a special way for

neutrophils to play host defense. On the other hand, when it produces too much or clearance is
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insufficient, it can directly cause tissue damage, but also recruit other pro-inflammatory cells or proteins

to promote the release of inflammatory factors, further to expand the inflammatory response and

participate in the pathological damage of a variety of diseases. Therefore, the authors by summarizing

the relationship between NETs and lung diseases, liver diseases, intestinal diseases, tumors, and other

diseases reveal the roles of abnormal formation and clearance of NETs in tissue and organ injury, to

explain the occurrence mechanism of some clinical diseases, and also provide important direction

guidance and theoretical basis for exploring the relevant mechanism of drug intervention in NETs and

targeted therapy.
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VERL A Y (neutrophil) & ARG RS
RPN RBEILHME, SAHTZA80
[Z Bl IS /I B B S P ey S 7 S VR T A L
i R0 A1 O E RN 1 o 1 2 A S s £ R
it 2 AR A2 B0 7 A% RN A L B0 BURE R i
PR RL 0 B B AF 375 il M (neutrophil extracellular
traps, NETs) . NETs J& 7£ 2004 4 Brinkmann 55" %
B b PR R AN AR 12 FORE R -13- 2 TR b U B
(phorbol 12-myristate 13-acetate, PMA) [ ] 3 T B
JICH Y —Fh LA DNA S8 28, HC 1 B R A A i
MPO) . JK Z MR 1k 4 & 1 3
(citrullinated histone 3, CitH3) | 22 & /R &5 M Hif§ . &
4 BEME9 (matrix metalloproteinase 9, MMP-9) .
P ok 20 i 5 R (neutrophil elastase, NE)
S5 BRI OE B AT T DD RE B IR Z5 M, e g
P . PAIRRIEAN Y. EEY . e R A AR
HUOSE T A R R AP LA Y Bl A4

SR, BR T PO SIRESL . NETs 5 il R0 %
VIR G . — T & T NETs 75 2 PEJF BB 0% (acute
liver failure, ALF) BEHFMFFR"E /R, ALFAFH
YUk % B £ 35 19 NETs 45 &8 9 CitH3, Jf & 31
NETs b5 #) K 7 5 ALF 85 A R 2 EAMAX, JFHH
Je NETs i i 2% AL 3005 1k i R 5, 4k A P in o
SR PE 05 . R R, 7E 55— Tl PR B AR A
IF RS R, MREEAE B A B IC i SRR E
U K P 4> (Sequential Organ Failure Assessment ,
SOFA) F 2 4 B 548 ¥ i B 3 70 (Acute

Health Evaluation

(myeloperoxidase ,

Physiology and Chronic Score ,

APACHE) 5 NETs W JE i 52 IEAH ¢, [R] i 5 b
JREIRIE R F o (tumor necrosis factor a, TNF-a0) . H
A% 8 (interleukin 8, IL-8) ZFfE R T RIEMH K.
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DL b W 3l PR BF 5% 2% B NETs ] 4 35 529 1Y & A
JE&, X NETs BIRYT, T kB m i Bls . 53
Ab, NETs (4 32 2 B 43 % HLAR 59 45 43 0 22 05 1 9
TE 2OME PE WG E 38 28 A fiE (acute respiratory distress
syndrome, ARDS) v, Jifi 3% I 36 14 9 52 v 4% NETs
MY (22 ZMRE R FEME, sl il 58 4
THIEER . [FIW, NE G cAs bR 40 i 69 LS i
RIRE R Shecb) 10 o4 (U BT 4 S U A e 1
ARDS [ 7 Ji& o J At (Y NETs 21 43 75 of 451 1 41 21
MPO ] 38 i i 5 S A B B AL 8L A E E NN
BN R R AR, SR AR i, i 58 i Toll
FEAZ K 2 (toll like receptor 2, TLR2) F1 TLR4 & i,
HA"

P, NETs (08 B s (=) 3 R i 4> al
RE R RAE" ™ A B BB I PR
R BRI P A A, O AT AR E
iR B A K RN RS, 2 5 L o B
e, 980 NETs T 0 K He 2 43 T Joxd — 26 5 2454 13
& 5 g 1 4 1) A — o B S B, 3 B A i A
S YRR v R R A AR, R — R A RTE R
o7

1 NETsHWERIZREZE

rh KL 4 i B i NETs A9 35 224 PR Rl 7 =00
IE HH T B B BE e A% H PR B R (nicotinamide
NADPH) % 1t /i
(NADPH oxidases , Noxs) & #8i 14 & Ji i 12 I Noxs
M PETE B AR o I — 3B A 2 v MR 40 A i
AR TR R R RS IR R R & BRI O e BE 4
(Peptidylarginine deiminase 4, PAD4), % M 545 &

adenine dinucleotide phosphate,
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T4 )5, PADASL A B b MR A i A%, B
PAD4 7F 2 i #% N A & 41 B 11 3 R 2R fb B K
CitH3, X /& JE L AE Noxs & #i 1 NETs fir 24 75 9"
i — & 12 215 I PMA #1 g 2 8% (Lipopolysaccharide,
LPS) 45 20 55 ) B 5| NETs 97748, e AT i
AN TR B AL A 5 5 Noxs MR Y NETs JB i . B 4 72
PMA B35 . SRR T N 5T R i 85 B 5 2 A L3R,
72K P S B SEORE C R TE M, AR P C B
R 4k ep91phox/Nox2™, {2 T Noxs i (1Y 214, MM
X 3l 36 P %0 (reactive oxygen species, ROS) FJ /=
Az, ROS Bifi J5 43 fiff F90RL AT AN A A% (1 BT, il 45 NE
AMPO R LA A Hy b 55 40 B A AR AR T, DT 2 fig
HEH, (RO, X —dBRRE T
rh Pk R A RS 7 Rk 1 2 O, o A A BURE IR Y
W 2 BE S DNA 8 R i 2 40 Mg s SR B b, k4%
Uit Ay B ReM . S B LR BARBL R AN W
L BARAERIT Nox2 BE R IL )5 9 PMA, HiX — b
TRy L5 PMA Rl B2 2R . TR TE T
LPS &5 v #E kL 40 i 3R T B Toll K Z IR 4
(Tolllikereceptor4, TLR4) 54, 1% S Noxs K i
PE NETs (I8 i, H 5500 & 4R 8Pk, i 3 i) 5
TAK242 7] J BR ik — 200 P2 Ak, e-Jun 24 560K i
W WF  (c-Jun N-terminal kinase, JNK) i k| 5
SP600125 1 TCSINK60 Xf LPS 75 F: 1) NETs JE Wi A7 &
EW AR, EXFPMA G W, KB
T I 3 00 A S 3 ek R A (] A AL e #E AR

2 NETsX#{&ayiRi{s

NETs 75 HR BT 2 28 Gy 1Y 5 552 By A v e 3 24k
HI L A S HLAR Y 7= 26 () NETs 12 Z F1 (50) NETs i
IR ok 2 I 50 25 X LA 3 1 — ZR BT
2.1 NETs S5HfiEb &R

ARk, REMEA4ifk (cystic fibrosis, CF) P,
W Wi ) 0 6 I AH G 20 M il B2 45 (transfusion-related
acute lung injury,, TRALIL) 0% 22 Ff fifi 5 95 9 14 W5 AE
KA AL AR5 NETs 898 A 6 o

CF & — Rl iy e O R BRbE B A2 PE B, th e
o 4k AL B R B S W W T
transmembrane conductance regulator, CFTR) & A %
ARG TR CF & 1 i 38 v A 78 R Y v R
AN, JOF Horp ki A K T 2, 3L
J A 5 rpepE R A0 ) CFTR T REREARA 5, M

( cystic fibrosis
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i 42 3R R T A Hp R A A CF R TR AU P A
NETs., K NETs F1 CFTR A9 Bkt 25 85 15 S5 B W 40
iR 5 A M A M R, i B CIF AR 3 AR Y il 5 Jek
JePe BRI, M G SCER R, CF R A Y Bl A
S i A g v ) S RA S o LI T U =g |
ivacaftor (CFTR 3 5857 ) A7 G551D %€ 72 Y CF f&
o, AT DAAT R R X R B G o M AR B R TR I
(deoxyribonuclease , DNase ) 2 %5 5 14 #0 1] DNA 1
B N VI, 328 i DNasel 5815 K ¥4 W% fift XU I
BA4E DNA 9 FE ™. DNasel % T CFiGyy, &
i ik 4y f# NETs B i A9 41 B 4b DNA  (extracellular
DNA, eDNA), & A0 Jili 4 266 v e 2™ 52 3 ff 5
W78, iz DNase 13697 W9 3 WoR 1 B4 IR 7
L E Sl QY€ NI b N = 1
BTN

T W7 Wt BB R SRR TR R ORI B R 1
KL 240 L A0 g TR P RL 20 B R I Y NETs™ . — T B
FEPR R, T W R T T B A0 R R S b
eDNA J IF A1 G, [) s A6 T 21 76 15 W A9 eDNA JIF
41 vh 3 35 B R 0 NE-DNA &2 4 %) il CitH3-DNA & &
Y, I L W 4 43 BOH FU AR e B eDNA AR 35 1]
M A%, 75 Hk FE eDNA W41 BB Iy Bl s R
(forced vital capacity , FVC) 22, FKH NETs JE i
23 TR 0 i 1) 7 R R R [RIRE, 5 KUK eDNA
(B 5 A 1, o VR B eDNA BB 3 1 05 V0 AG: T 381 O
T R A AR 8 HK I 1 (caspase-1) MCH
KB A ZE 1R (IL-18), 33X M Fh 4y i 1 2
SRE VRN (bR W, 5 1 0 e i A SR 0E 2 )
I IR 5 DUA A — T o 45 SR — B0, Wik,
W Wit P ) NETSs X P 0 T8 92 975 19 2 AL ] ke 5 o B2
M E L, o B A9 NETs £ % i #4006 2t K g X
N, 0 e iR R . SR, HETXS T NETs 5 fifi
T 1) R B ML A o7 4 B, DL R BB X
NETs () #8 [6] 3697 & 5 S 45 o AL 4, IR R %€
LU, W PR,

TRALIL 2 — Ff 76 i 1L ik 72 o 1 20 4% 2% 0L OJF &
E DA RO TR B K B IR I RE Sy T2 I
PRI, HERIEHLGI MR . 4812 I, TRALI
(1) R AIE 2 il 3 A7 A il 7K ek A0 R B v R 41 i 3R
15, H AT T TRALL (4 & 7 L B % o — k4T
SR RO B AT o B R RO L
Roe . HFFAR . HLBGE S AGE TR B 0 (E TR
FIAIE A R 10 (TL-10) 7K F B AR A4 B P 4% 0E 55
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JRH 7 R . B R AT ol RE A i S AR BT A
A JfL B A S A R SR, LA AE 80% S B BT A
KHAMEPTE  (human leukocyte antigen, HLA)
I, 00 28 30 0k sk B kL 20 4% 5 P 51 (human
neutrophil antigen, HNA) % #T {& 5] £ TRALI )
K

TE— AR SMIF 52, 2 ] HNA-3a 5 Pk
2 i St 85 5 I RG I £ NETs #9772 4= o g — 2 R
F 58 & B, 12 W0 TRALL B 34 I35 16 35 eDNA | #% /)
P MPO 7K S 25 ™, {H 5] TRALL B #iR il
H A B AR DN B & NETs K H bR 3 Y 0 A7
16 . & F NETs £ TRALL (G JE B, MLl Gy 1%
AN AN TSR e R AR O (0 A T e SO ]
NETs AJ 1 — 25 38 i o 2 i %5 P9 B2 40 B A 3 35 1k
T E TRALL 5 & 0 fili K B, [ BE e, Caudrillier
SR PO ST 5 M TRALL A Y Hp iz ] ) DG b 5 4% 2
TIh/ITTa 0 ] 550 490 6 0w /0> A 35 Ak AT 9ak 2 NETs JE B
L3 T B 2 AR 5, TR INE S 2 R 1 B U e A4
DNase | HIE/EH T NETs B FE R0 G, B FH W
T NETs 76 i F i UTRR L ok /)N BT 350 T fi B 4 s
L1102 N S B SR 1V T N ¢ 1 8% R
], /ISR R I A 4 3 R B T AT A O v e kL
4 HfL I 51 2 NETs JE e, X & — F Ak dt ik i =
TRALI ) % 4= o TRALI J2& 5 258 35 i 1 i 72 v pe
BRI 22—, 2018 4EJE [E SHOT 4R 45 /R, 7E 2003—
2018 4F-HA ], TRALL [ 8 T~ 9 191 5k i 1 i2 N8
17.8% , {H 2 H i G IR b= A 8006 57 F B
WMl 22 W AF 58 1@ 7%, DNase A] LUBE 5K NETs 454 ,
WD i K i, AT AE R TRALL VS 7E (VAT 8B 5 . AR
1M, NETs PR S5 48 B9 g &2 2 09, I/l 19 28
LRTES NETs 25/ B2 A0l 43, Bk, FHEE
2 W 98 E— 2 45 98 Ho X TRALL B9 6 7 MRS . H
ANA[ N J&, NETs % TRALL B9 & 4E B4 H #
EH -

2.2 NETs 5t &R»

NETs B T 2 5 Midgem i o, 0= 5
WEAG 47, AL 46 Ik afn P9 B 45 Chepatic ischemia
and reperfusion injury, HIRI) . M & 4E A & T 4 15
(sepsis-related liver injury, SRLI) % . HIRI 2iT#%
R DD B T R ok R v U B ) 3 (] g B A AR
., mEMEHERLEFRZYS, SR ITANRE. LR
R . AR 3R ROS (9 70 36 . 2 i Y Ca®
2 . Kupffer 41 J A1 rp P k7 40 i ™= 25 0 40 At 37 0
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AL T &S5 T HIRL B & i 725, 35 4%
- NETs 5 HIRI B VI AH 6 . Zhang 258 i
7%, HIRT 4L/ BRUEE 25 1 % I8 4 4G 0 21 5 5 7K )
Cit-H3-DNA & & W) #1145 2117 2 DNA  (circulating-free
DNA, cfDNA) % NETs 414, 5% NETs & il ¢
B PAD4 ) mRNA 28 B 3, 9F H NETs 5 76
itebr (TR 5% 2 B/ K & 2R 5% 2 ) A IE Al
XKoo FEH AN —TSLE H, Huang 5532 Ff] PAD4 1)
B Ml 57 (YW3-56 5% YW4-03) B5{ DNase I 4b B
ANERUG, FSE Y 5K R T4 XA 16 A JH 4 i 38 4K
B8, I U 2 NETs 1 06 4% /N 5L HIRT 45247 .
WG SNy, K A2 0 v A 17 S5 A o b R 4
R E - SN o | S i e NSO 7 TR ]
53453 19 JFF 248 B B 5 1 HMIG B V20 28 1 45 400 405 A 06
g F B K
DAMP) ¥, i i TLR4-/TLRO-MyD88 {5 5 il 4 il
PONETs BB B . R, NETs 38 7] LU % Kupffer
40 M B¢ ik IL-6. TNF- o A1 # 1k A 7 B & 10
(chemokine ligand 10, CXCL-10) Z5RIEHN T, M
LEAEES, fnE HIRT A9 814051

JHe B i 2 — b B R PEZR S AR, RS 2
B AT T BRI 5 09 B AR, TR I R I 4 T
T4 T FE 2R Y O EERR A IR B A ALK S 22
JE A SR e 2 3 5k P R 20 A Kupffer 41 i 5 4 E
FH % 45 e P2 B A D A8, H b Kupffer 41 i 13 42
P BR B M K % 2 1K (complement receptor of the
immunoglobulin superfamily, CRIg) A% #MA 32 14 Jf 3K
N, OB 40 8 i NETs 59 5 B 2R 178 26 05 i
T, R HCAE AL AR R Y 2 G E B SR, AR ML IR
KA RG], E YR K S NETs I8
ik Al A B TR R LPS 3 R 4 i b 6
TLR4 32 14 1] {1 1F v MR 40 i i CD44 55 35 Ak i 325 1
JEBZ (hyaluronic acid, HA) 254, M ifj 3% 5% o
KA M AE 52 N A9RGB, OF HOFSE B3R IA A I
PE M &2 9% T (von Willebrand factor, vWF), ¥
P 7 41 R 1Y) NET's 2§ [ Ml 88 1 7 V55 9 2 40 e
(liver sinusoidal endothelial cells, LSEC), %E NETs
TE P2 h i VR 9 T NE 140 2 14 45 NETs 414 B
A A0 B R, TT RLBE IR b R A0 R N R 4
A S| N RERENUTR & U S S L= Wi N
0 8 75 BR T IR e /N B A 5 & BN RO RIE Y Y
eDNA | ZH 8 15 R NE 4 3 Wi HE 5 76 i ss [, JF
FLA JR kP K B 64 B 4 29 B 0T 6 B0 58 PH % 10 41 2

( damage-associated molecular pattern ,
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FIAINE B8 (80 G i 5% 1t — 25 48 1 PAD4 i [ 734 /)N
SUBIESE BT 2H 245 45 A 52 BX NETs #1449 i i B
s, NE IR 78 24E K wl Al (sivelestat) H7E W
2 PR35 MRSA B 5 1y T4 5, 3 R B 1 75
5N, NETs J& i SO I 05 1) 8 2 R . 9k,
YT NETs 18 5052 B 40 b i) SCsEAE HT, DR Jt A Z0TAR
iy A SR IR B R 30 NETs F2 A% LAk 52 7 A 461 3 0
TR 4 A R A 47 TR B KU
2.3 NETs 5i7iE %R

ENEGEAA T KRR ZMENAE . H
PR A2 AR L IR B BE A NETs B9 . NETs &
FEARAR 40 TR A AR 0 B 1E D0 RE 2 AN T IR . AR,
O B v VR A B 25 4 L Caco-2 41 Y 2L 8% 5%
BRIR B, NETs n] i of HAH G &E Al S5 i b
B 20 22 TR) B Je L A S g S B b B AN i 4
P, R AW b B A 20 LY F-actin 20 i1 28 %2
BRI, X A IR AT LLE 2 06 NETs b 89 25 11l
RO K A= ™0 A, BESE R B, TE 40 TR 1
Ji KA, NETs A] LU J5L 4 Jiz B0 1 K
(enteropathogenic Escherichia coli, EPEC) Fl= i
WOREE R KRR
escherichiacoli, STEC) i i DNA % [} & 75 7 18 26
B DT R AR R R OF HOR I AT T
BRI AR BE 05 W W 41 i A0 19 DNA, IR0 H AR B 5= )
IO (57 N7 S R R B IS 7B - A B
Wl TEBBELE B R (ulcerative colitis, UC) £
)45 i Zh v & 246 I 3 17 0 BRAH OC 2 H PTX3
MPO FINE, ‘BT /& NETs (5045, AR 4T
A LU 7 NETs 433, {HEE SR NETs 2 5 UC
UL T 28 NETs 253 2 5 UC B35 19 49 Bl
il AT BE A% H1 T NETs A AFE(EBEE P, W uc B &
T A IR R ZE R, R UC P BRI Z A,
NETs 21 53 7] LA B2 5 5 40 B 9 g 7257 g 2
TE Ji7 T8 P (1 Jry R Ve B2, T B AR NETs 4 >k 19 2 35 1
FH™S NETs 36 25 58 35 I 18 040 8 N B i, S 3%
(CUIIRESTR iAW) | IR AV i =R R 7
SR, NETs 25 Jig 36 Dy e 5 03 19 AL AR 2 52 2%,
HAHSCHESE 8D, B A T NETs /i 5 19 i 18 458 15
BT 4 R DD BIL A AT 5 1 — B IR AT .
2.4 NETs 5phiE

i, — SRS A T NETs 76 i b iy fE
M, I GE TEMNZS S5 MRt ., %R S
AR WESE K W 27 91 B 52 B AR R DT BR Y 45

(shiga toxin-producing-
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H 5% BT % %% (colorectal liver metastasis, CRLM)
B LU= R, CRLM G835 1Y g 4H
U A K F Y CitH3 635, JF 2278 CRLM P4 NETSs
MRS BB UG 822 A7 R, TEoRiB 1R R 40 B
20 B A 98 AR A TP R I T L A5 R A,
PADA4 B f3 B /N B B2 b Jed A= K B 248 T B A A
ANE, TR PG RS LA 7R, PADA BB B /N LAY
i 6 6 ¥ B 0 3 B AR RUINER, T EL MR
FE/NET ML R NETSs 384 5% 1 533 20 i 1 28k {4
IRe, by Jiiseg 20 e 60 fin A K 4R R A Y BE B
HARI &, NETs B NE 3806 i 87 41 e 2% 1w 1Y
TLR4, 3 805 Ak Wy i VR 53 50 40 300 52 1 -y il 9
W F la (peroxlsome proliferator-activated receptor--y
coactlvator-loe, PGC-lar) 38, 3Lk ki A 0 4= )
AL, T A R AR KPS BL R, NETs
i o A I g A Y A R L A i e O e
HEEEMEM . BRILZ AN, NETs AT LA 5 05 3 9
40 il (circulating tumor cells, CTCs), A F|F g
WY/, PR R, NETs BEf2 4 3K CTCs,
I 4k e F B 2 4k 1 2% 5 B, 32 H] DNase {697 1Y,
R 0 R 96 2 A I S ) R BRSO /b, R W NETs 78—
FEFEJE bl LSS b 9 % 3% . Rayes 5518 R B
T NETs A4 fL il B . PADA™ R fili Fil DNasel 7] LAAT 2
Ul /0> ik 9RE 4 M B B M AH 28R E . I, NETs
XF iR B0 kA e R DD AE O, 4] NETs Az jfg nl —
E R b BHL b g AE PR R, AR OR R A A B
BT -
2.5 NETs 5H %R

A FE 1L T 1 NETs 19 22 B 73t 8 oA o 2 B
(13 O (VS S O VA N 2 = [ - S
(neutrophil serine proteases, NSPs) il i [ i 2 21
F M E Y (tissue factor pathway inhibitor, TFPI)
PEFEEE ML, 07 NE F12H 2188 A 8 G 3 i 2R e O
S A /AR ZH R T HA SRR /N AR T TE
ML Z B Wi iR £ (inorganic polyphoshpate, PolyP) M
s FXTN AR, A AEBEIM™ . McDonald 25 HIE 52
T NETs 755 19 15 P9 BE L H8T° NETs i 20 8
H4 | Ifil /] Al F PolyP (18 F8 5 22 8] /Y B 8] 46 o 7
. NETs N A0 A0 2H 48 1] DL ad o 2 A ok 42 40
SV b DL K Ta] 422 3 Ao i /DN A BT DA 22 2801 1Y)
75 AR S BE M. Zhou FF' R B, NETs 2544 5 7
QR R (N S i e S A AN TR
Ve o K A 1 0 A S = O 1 o N
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NETs #H X F M HE A n] Ll i R HA S
(protein S, PS) k&% % T PN iz 40 g e ik 4 41
(tissue factor, TF) KN K7 B RERE AT, 5
AR BE I A, 1 DNase 1 A1/55% 3L %6 B & 0T [
(ISR L i || R & DL ) 7 7 2 2 0 A1 A A )
R EE —E R E .

NETs 5 A S BEVERIN VFZ AT &% B, NETs
BN A B PP h E B TR A T EORIR
) SR IS 2L 5 B b R R A AT A AR H B PR
AH B S AIF ST T R R kL 2 i S BT
1w ( antineutrophil cytoplasmic antibody, ANCA ) FH&
PE/IN I 28 B8 09 5 1% A AR A Hh & B NETs DR 11
HEHE , 388 B ™ AR T MPO R 11 3 45 NETs
/0% 9 71 NI <3 (/O R~ P N T S S 3
(rheumatoid arthritis, RA) & B ¥ IR W At 46 )
B NETs B0 o B PRS2 rf PR 7 40 i A & 5 LPS )
W5 T2 ML NETs £ 9 $1 K 2 02 & H PR (anti-
citrullinated protein antibodies, ACPAs) [9 A, B
JBCIL-6 . TL-8 45 G 2 M o 1, ) B B 0 I
I o 1 ACPAs S i e L i I3 NETs 728, iy P
B — PR PG IR NETs 38 2 5 R G0 20 BE IR o
(systemic lupus erythematosus, SLE) fJ & %5 i
PRV SLE F8 A4 078 rh Y vh MR 240 i 47 1 K LL-37
55 XU5E DNA B8 iy S0 52 5 WU REAE S A B B
i B 4 A2 (AR TLRO i 4k B 40, 7 A= 4T DNA
PUA RGBT IR LL-37 S A, A F TR RS &
TER R 45 A BUFE 2 K3 1 3 (nucleotide binding
oligomerization domain like receptor protein 3, NLRP3)
RAE/NRBLE , BERCIL-1B AIL-18, 1 IL-18 S 1J
e JE NETs 77 A=, 2 A 2 f 458 1, 97 R S84 [
B BFSEIR % B, SLE 35 £7 15 NETs i35 BR B it
U 7E T SLE 8 2% 1K 977 A2 5T NETs HTik,  fil
NETs % 3% DNase 1 35, & % NETs £ & 4 # #1
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