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Abstract ;

role of innate host defense in inflammatory response , and which can induce the capture and killing of microorganisms. NETs can

Neutrophil extracellular traps( NETs) as a kind of network tissue released by neutrophil granulocytes, play a

participate in the occurrence of a variety of diseases and has bidirectional immunomodulatory effect. Excessive generation or re-
duced clearance of NETs in the body can lead to immune diseases such as systemic lupus erythematosus, theumatoid arthritis,

anti-neutrophil cytoplasmic antibody associated vasculitis,and Kawasaki disease. NETs may become a new target in the diagno-

sis and treatment of rheumatic immune diseases.
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3 (proteinase 3, PR3) . fifi i & Ak ¥ ifF ( myeloperoxi-
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B B Ca®* Wik A 40 R B PP B S R, 7E 2k
LKL T b g R SR I8 B R 7, DT 800G R
SR AR 3 3% 14 55 4 £ ( mitochondrial permeability
transition pore,mPTP) 3 i<k kif& ROS 7= 4=, [F]
INp 3R S A A I B T S A2 3 mPTP i T ik, fifE
Ca®" PRI I, JORIE SRS 22 0 10 el 4 W5 1k, o
T PP A 4 i e € 5 e e | e B 5 38 400 B /1 T ¢
e hEE

2 NETs ZERGE REERRHRIEHR

ARG B JBE PR 5 0 B A %t R I A0 2 A S I
MBS HAMANERSE. Y8 SRS T %
B AL AR B AR IR E T B ST
JENREETAL, 91 & — R YVIAE L, T T 2L 2L A
AE BRI . 3 2B i IR A R AL R 2 AN
WA, 0 i & NETs 78 3% 28505 % 9% bl fig
—EMEA
2.1 NETs 5 SLE

SLE Jyidi WPk e - 1 B B e Mg, 2
KT, SLE 3l 2 % R Ik A1, il i
MHLAZA RS, H £ 5 LA Ay, SLE EZHHE &
A BT AU DNA Ji iR S 270 B Srhuik & IHFE
H E#MA, SLE J&—Fh 2 JE PR , R e HLH 4%
R, SEHE IR R AT O, AT R BU™ Eid N
B PELIRE ST o SLE S MR P Fh kL 40 it 7 T4
5t ] P2 NETs BB B0 A7 5, bl L3 NETs A
fie2 5 SLE BN K e 8 . Ao LB, i A%
WAL BRTG-1 [ AT 15 1 AR 3 2R i NETs fg
R XA R A S FRORIE PR B AR, Hh B T
NETs 7 SLE %5 /Ll ik 2 A al s ke g 78 >
AHFIEUESE, SLE (1) & A 540 se T 7 X it 2
NETs A GE A BB YVIR ™, 1 £ NETs
Al F:2 SLE B35 of DNA 32 | TG B B e
ARG, B s PR (40 DNA FIl 8 H 55 B
Biih) P RS RN FREE R 2B I T 20



- 698 - G Bl

2023 4E 4540 &

http : // www. xxyxyxb. com

RIS I T AR T 2 25 4 i 5 R v i, 25 R B B B
PRI K A B RN, R B & RYZ
KRR R S SLE B AT i R
o PEBHESE FK 50 28 45 BF 9 & B0, IR 1k
B 5 8 AL NETs 7KF-B] & F) 5, MPO (NE 7K
W WL T 5 RIS IE 52, SLE 1975 3 #2 B 5 NETS
(T W3S Z2 A0 G, B NETs 7K 785 , SLE {5 2l 1 i
9, SRR B R G R A T B E

A% %% & k7 40 i (low-density granulocytes, LDGs )
WAL SLE F88 A0 Ja] i 51 % 40 it v 73 25 i e
RAPPERIAIERE . SLE 35 ) LDGs 7K - B i 3
i, T LDGs AR 98 i 40 i 73 24 11-6 | TL-8 fig
T o 240 B A W RE ) 24, R AT DURIE T Ok A
JHL7= A IR R R o TR R -y &5 - 45 3 A
FEFA B 55 77 T 2 1) NETs, 3804 J
M2 I, 51 K — BRI EH BB, H¥E
TERG s o3 Bt S B4 2 A J5 T UESE , LDGs A
SRR O AR #E T NETs A2 1, IF- 5 ZBoh i
B, DTS BOR M i 28 BOR 9 PR B R 1 Kk
AT L BATAT NETs B2 5 T SLE 1 & i AR,
MAEARSENEE R 7 OCHAE . NETs 7E.0
JWUREFE | Hp R Lo LS ] P B A T B B 46 55 U ik
P BR T S BN i@ i b, i A HA
PFE AT — LI, MAh, FEIERE NETs (1)1
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B AAS T R - 1o B9 R IBBG N, 300 % 1R UL A3
fifi 3 = FAOWEIR NLEE 3 VG 25 UG B /IR FL 34
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