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BRI (sepsis ) B M EFREE T AIET:, EERE
S I EE AR bR L S e TR . BARIEAEK
BRI B R, HRRERAE A ™ S A, Bt
B YT M REE 1 PR N 5 i R A AR BT T T i
R A R — Rl 2 ThRE e R M I A, YR & A
A B 5 S rpep R 20 i e I AT A R AR, AT
T WEEAE FH A AE B PRk 20 L A1 B (neutrophil extracellular
traps, NETs) 15 BR9% A, NETs 76 JRBEAE & 2B HL I A 2
TEZEEM, A83CHNETs WA . TERGTRE . M EE
T VE SRR T AR A s, S SR MR P )
BRSO TRTT BRI .

1 NETs B4R

NETs J& H fif 38 4 (0 50 i) HA 29 25~50 nm HAA K
INREEFLR IR DNA 458, HEBEAEE, BRRAEA.
ORI (st R AR A S ) AR E S (W
S100 4545 & 11 A8, A9 Fl A12, DIEWIENE A o- UL
BEE)™, AR DNA (cfDNA) it S LG -DNA
(MPO-DNA ), JK & 2 fk. 41 25 1 H3-DNA ( citH3-DNA ).
WP EE 1 -DNA (NE-DNA ) 1] i) 422 )5 M e B s 4 T 31
NETs IR B,

2 NETs BIRZELHLE

NETs i) B¢ il #FR A “NETosis”, J2& — R[] 1
TRIRAE AR P A IRSE TR A%, %S R AT A i
SN KA. HRTHRE T RF SR “NETosis”
Vecfigr M v MR 40 D A B B A S B9 FE T (lytic neutrophil
extracellular traps mediated death ) I 5 2 ity /P 4 62 201 il 2
FEBIA S BIFET (vital neutrophil extracellular traps mediated
death ), HI BHAFIA YRR, hroRs RS2 200U
i PKC-Raf/MERK/ERK 3 j# , i P4 R 2 4 o) 40 UAZ L 78
Yoo R, BRI AR, IRAE . kL
00 IO T 24 LSBT PN 7 0 o S A 0 MRS HE LD B A B A, ot
IR NADPH A LR, #5227 120 min, NETs B
TR AIIET S, ATLA B A AP “NETosis” 7, 1fif

JE# B AN S AN s, ARk L2 K E, DNA
R R e o AN, 5 T A 3 [ ORE 2 (R S
AL, ZE AR NADPH &4k, H & E7E 30 min
Py e A S A I I A vt 4 B A B B A S R
FET 3485 U NETS™, NADPH 4 Ak il 1) 2y i 2% 1 v B =
NETs JE B SRR, K b ks 4 i 55 e a0 J o 14 I 2%
o 7 LR E SR R NETs AR 1

3 NETs ZEMRSEHHER
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NETs 32523 20 T o 4 B3 o R B B2 A Ak ok A ¥
PRI E U, NETs 8 i 40 1 b 1 A faf 55747 67 A YL (0 I 47
Yl R R A R AR, PRIIE Y 8™ BFIEsE T
HAPLE A7 DNA DIRER AN a2 0/ 5R,  anili e sk
T AEIE 2R IK endA LD (RBAZFEME DNA ), 5 58008 A
FAMCIMRE () %4 1, Bianchi 25 "V 48 PE N ZE b gms (—
il NADPH 4 fb Bl ik R 58 48 5 R A e e i ) s ih
PERLANM S S i AL g, RSB SRR U £ .
McDonald %5 " B3¢ 525 PADA4 3k PR s /I B v 40
A FEAR [CE R IR RE I RRAIR, B2 20 . BFoE
U B (BRI B 22 1Y B - TR R S MACZ A4 3( CR3)
BRI, 75 SHd NETosis 21, BB NETs kI 1 bR
Bl 228 U0 O RER R . IRAh, BRI HREE T kg
JUBERSER B F AN T K 5% AP 7
3.2 EEIMINREZELAN MR

P RS S OB St R BN A PR e R ™ i
PR A5 T e B AR Y e A R R R R 2 R AR
S5 NETs A= 5 rT i o5 5 144 T kA 5G 14 9 5 T B s
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EA e 1 11 1051 P A 3 = T SHE2 B = T A
PRI . H3 ol LB S R R R diistT B,
JFIE 5 TLR2 ., TLR4 454, 0 TilF ERK/AKT/p38 i,
PRI VR AR KT . AL, NE f532 fiiE
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R AN AR A R R, AR e R AE A /N B DG S
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O MEBEEE (cardiac arrest, CA ) 20> I HLAR P % 20 452
IR FIAEERAE G4 K B —Fh 2058, H AT2E BRI A0 T &
RAERRIER AR, WO A A fr g i E 2 R A
Z— o RS R A B CA KAk 118.5/10 J7
88.8/10 J7, i HBEAFIE AN 8% . 9%, FRE B4R pE A
CA BHPHI 105 J7, HBEIE A 1.0% A4, JFRE
TR EE X CA AR E, ERNEZH., Hif
HEI . BERTa. BMNALEE S LR ARKEN, |
FLOMME TR ( cardiopulmonary resuscitation, CPR ) iZIZRAL
T BMEE SIS, CA REATERMROAERER KA
e PIL, FURERER CA J5 245 E Mk 1Y S B 3 AR LS A
BT BN, BN DI E IR SUs s i E S N2 — T
A L 1 /N R CA-CPR A R & 95 58 iR e, {0
HBSHRZE | FREAG—, ASCEBUMT T 20 4EK%07
MR, BHGENT .
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15 CA SRl , e WIS R BURZINR
BRI R, BA S NSARRIA ] L A B A Ay
P, AN T30 3 BRI e, O TR PR T A Ay
BT 5 RERTUECR, 5 THEAT ARG, HR M AR
FEZTULFEARAEIN B 2R, (BRI FURTRE, F1ED
RS, MELIOWREE SN slOR AR g A T SR DR FEATE 5 /D

FRF AR R, RINEA R, HEABRES SN
1 5 NI DR [V o 7 SR DA e AR VR e S
T ELE B I T 22 R A A s LRI . T TOUREL o530 22 |
ST RN SR 205 EIE TAE. R, AR RS AR R,
ANEUE R SE S Zh W TE CA T S B4 AL S A 20T 19
ORI SY P B, IR SOk 2 BE 8 8~12 IR SR E
H 20~30 g AR IEYE C5TBL/6 /N N 4 010

2 BEIERIEF

HEMHTAE A AL AR, KR, Sk E S . K
T W L L W T K P 2 RIS 3 SR 2 By, —
PSR AT, JE48 3%~5% SR Lk SIRRRES . 4k LA
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