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The role of neutrophil in activation of coagulation and

thrombus formation
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1997 (H9) £11B EREAZE
S FIFE T EEE B

2006(H18) F£118 IBX=E K%
EFHBHRELEEZHRE

N7 EHICHIIBENO 7177 — BT S 115 neutrophil extracellular BhE

traps (NETs) & JUH L TSR QLI 2 38 Z Ze vy, A IRE (58 ] BSOS <0 /MR

2007 (H19) 128 IEXZEXZF
EXHBUIKRETELARE

GG X o TR A FE L, BEOM#EZIEL TWa 2 LG "z
IZENTE LALIo &) 26, SO, A 8 PN 5 R e e
(DIC) RMAERFEDFEHIZ S 2 0, LT LbAEE AR LI LEN) TEAwv. K
e TIE NETs A2 ) | tissue factor 2% A 7 U /¥—F 1 7 )b, damage-asso-
ciated molecular pattern 7 &, IfFHERAFAL 9 5 MARTZRUZ B § 2 Sl O HIA

2T 5.
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1. Bumife (C & (T B iFPEROEEE G4

G ZBR LT, EARGRIE & IR E S A T R
LOOHEEL CWAZ EIdACMmMERTVSY,
e, MUMAEIZ BT B EE O, Hik/~27 o
77—V RO tissue factor (TF) HEHUER 35 &
ZzoNTERY. T, 2o TIHIMERROM
FaD 7% 5T TF 2 58T 5 DITHIROARTH Y, I
HFERRR ) Y XERTIX TR BB AL N E ST
X7 THhAE, Lo LEMIZIZEENZHTHY,
PAE D IHIHE CHFET 2 1P ER D57 { L CHEH
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DIEMALIIRIZIE T T EHWnEsr ) L n) 2k
BEZIHEBEEING, HHPEROER S = 2—F &
L TOBENZDWTIE, RlTIZ 7% > THRAEGLIZEE
F&$ A Uf HERAS neutrophil extracellular traps (NETs) %
HErLCTERBEBI ) 2L, SHITHN
DXy LEV—2Lh BRARDMY7ZRED damage-associ-
ated molecular patterns (DAMPs) ¥ %>~ 1 7 1 7% —
TA TN ERS L CTMERICESEG LTnD 2
YIS I &N, BIMAE 12 B B b R EE
FHIZBWTIX, b LAFENRBHEERLL TN
ZOTEBECHEEZOND LI HE>TETVSY
(1), SHI2ZoHHOWgEx, AREmMEELS
(2 & o THEWN TONEANR HIMER, Mmoo
B EEBISETRE 2D, SHIZETDVOOH
%. Darbousset 513, L — W — A2 I P Rz [
BROMBTEBIZBWT, Fhik HEk B L Oum/h
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1 MUMSE L BT 2 A& P& O AL & T
B IME L2 BV TUE, JREARH 2R @ pathogen-associated molecular pattern (PAMPs) 35 O 4552 O % 251K (pattern recognition
receptor, PRR) IZ#E G 5 & & 12 & o THIRRL MM Z EANE AL S, G AL U 72 BEERSC /IS T Bk 2 3l L -C Al
B %> neutrophil extracellular traps (NETs) D % 7553 2. NETs [EARF AL Z B & LML E 2 5N Tnw 525,
IR M AR S OMBREE L b 726 L, MENEOHIIRMHRTORR & 2 5. —J, IHFhEkoMaseictk- THillz
AR L 72 damage-associated molecular pattern (DAMPs) 13, PRR % /i L TH O OE ML 21T 2 & 124 4. S5
AL S N7 IF R ERR I/ MR S 1Z, tissue factor ZFEBI L 72~ A4 7 08— 7 1 7 )V S U CHVR R EEE 2 G5 1AL
L, NETs ittt (NETosis) (2 & o THER@AMZ#E 1 L 72 DNA 12 & 2 WRGREEE O AL & ARER - T, BIMIE(Z 3317 % B TTHE

WREAEST L T <L

WOz M L, BEERICMI/MUIETTLTA
FHAET DI HERTH S I L2 WEL TV 5.
ZIUZ LB L, I ERIT leukocyte function antigen-1
(LFA-1)-Intercellular adhesion molecule 1 (ICAM-1)$%
Ex U CHNBEREERAMICES L, 2wl
ARDSIRFTIZERE, HERIE R R BN TSI
SNSRI AT HEDIETHL. £ LT
HERIZHBT 5 TF ZH PRV~ 7 2 TR R
7470 Y OERRESRIGIZT 5720, M
TERC BV TULAFA ER D TF FH & A4 R R EEE O 1
HALPBEEUTH L 2 L AWESh T2, Ly
LFHER & M/ MROBIFRIZ DWW, VMRS Z 4
PEROEALICEE L E 2 R LT0D LT DR
L AHNDY . 72 LRIV O £ 4 ¥ R0
HATAZ =R EDr INNVAT AT —=FI2ko

275 3T

THHEROEHALD T b D 2 L I2 DV T OHEIE
BEIZWE E2% 0 iFhER & MR, W
MR %2 FE L CTWaE 2 E LT, WEDMIC
EHEHER 7 OA M= DHEEL, EWIZHHL T
BELTCWAZ LA ZITANSLGNTWEHETH
%10)’

2. BFHhERICE 1T B tissue factor FEIR & RIE « &%
5|

TF (d & [H 55 VIR - - &AL ES VIDE - 1283
BRSNS VP ETH Y, HHRREE O A =
I—% & LTHEET 5. BRI YE TlE TF
DI LAVHEEM L, AfED 722 ZR IR -
TWhEEZLNTWAS"Y. TF 25814 5 mEHA
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ELTIIHERAZ L CHOLNT WSS, I ERAS TF
BT L PEPIZOVTIEERBI ST,
BRERBALTWA W) ERSERELY) OO
535N, TF DHEHEIZOWTIERZFHF AT
WBY ek, IFHRERICIE TR AR VW EE R
SNTE7A, F3 Imamura 5137, ZEMERIEO
b & TIEIFHRERDS de novo A Z IO A L H 1274 5
EHE L. 20k, HHIEKIE~ A 70— F7 17
WVHED TF 2 L) AAATHEHEL TV LD TiE W
eV RENFEREENSY. ES5ITREDERT
(&, GRIERERIR MR E R S 5 (A ) AR TR B
WU, R ERD SR £ 5 NETs & NETs (28
% TF BV EELZEZEZ2H L TNWDH I EARS
NTWBY, T742bbEEEERIZB VT, NETs
X747 VikEO-OO R RS L, MR E
L L Conz g s, MEERIZERRL Tw
HEWIDITTHA., 2 Kambas 5D 7 )V — 7
i3, 7T ARG B kO P ERTIR
NETs |2 B1F % TF ZEB A EEE OS2 e L, B
MED U ATTIEE A 74 =— & CTULER L 72 4F W ER
BTF 23l T L2 LaELTE. Zo7at
ATl —+7 7 TV —LHIZTF ODREIR S
TBY, A= r7 7T LN L TNETs I TF
PG END ZEDRENT WS,

3. AMBABERO~YC 70/N—F 1« 7 IV EEE -
RIE

<A 7 aN—T7 4 7V S &S 0.1~
1.0 um KOFIEWH & b W2 2T TH 5.
<A 7= T 4 7L, BHIBHEROK S %
7, MRES o, BHBHVIIRE AT 14 T— 55
BLUCHBEGZERENEEINTEY, MEOEENYE
AMERELZD, HDVIEENEIGEIL 720 5 4 FHE)
TERDIARBNA Z EDHIOENTWA, IRREIZE
WX, & IMVMRERDO~ A 7 =7 4 7 )b
DEEHKE VA HIMEEEO~ A 7 08—
TAZNE Do T\wh, HEIMERE LT
1%, WFER, Hif/~raur—33, ) UNERLR L
FEAEOHMEDSBEEINTBY, b~ A7
IN—=T 4 ZIVIZIE TF RPEERWE S G E N TV 5
EENTWE, F6HIkMmB & eIz BE5-

LTWab I ERIELHIEBRETE LD, FRICKED
LR, W2 RE % EE LT A s b~ 1 71
=T A4 7 V2L THIFSINTWD EEZSNT
Wh ZOX) pEEE - FAEOFHEERICAZ T,
FMERESED < £ 7 T5— 5 1 27 VTN e BEBE % 4
FEL72h, #CEEELFEL/DTH5ILET, WK
BEEHAMICOME LTWwES LWY, S5 |ZKEET
&7 70— 2B R LE B, HEIR, AR R
IEIPIAE 70 E O BE TIEE L Vo H kRO ~
A 708 —7 4 7 VHIMHIAFTE L, BNz INE
RIER EICHE L TWwa 2 epBBman, <47
08— 7 4 7 VOWPEE, GILEA XY boFilliz
FHMTHHETHAHELHLY. ZokHizva”
O/8—7 4 7 VIZNERKIEEZ 2 LS &, MEREICE
T2 7 7 u— A EENIREEAL O AETT I LT 7 S AT
DEIEZMREL TVWEIERHLPIIENRDDDH
L. SLIIARET T — 7 NOMEH &% e L
7T — 7 WAL B A B B X O/ MR EPEL
WCHEEG-L, MEFEICOEbo TWn5 Z EHE
EhTwaY.

4. TFHhIKEFR DAMPs & 5E - RIEE

BB LT, WFhERIE, B A, Ry V80"
D 7% EOFE THRIEHRDOLHE 21T > T 575,
T L Eh e waidfiiatz &L, BS
DI L > THREROUE A HA L) LT, 20
NETs fititi & & & 72 9 flifa 581X NETosis & FFZN %
HETH 57, 2O, EEOREMERZ OB
WX o s, MfgsMIEB L 72X 7 Lt Y —
LR AN V7% ED DAMPs I KIEEA T4 T— %
ELTIERL, &8M7%5%E - BES % FHET 5
ZEPHMSENTWSD, DAMPs & L THIGE L TW 5
bolzix, siddoX 7 L4y —2a%e X b A
3, DNA % High Mobility Group Box 1 (HMGB-1) &
Vo ZZBNME D%, Bk IUIENICIE R
EEWEAPZEIIEIN TR L W) 2 LIIR D,
Z D9 H HMGBI (& “death mediator” & & R S 5
FEER B IIEEA T4 =% TH ), WIMIEELE
b DBEEIRENTWD, 72k 21T LPS THl#
SNz~ a7 7 — T Tld HMGBl mRNA O FE 3
DS, MFLE P O HMGB-1 22 A3B 4 52",
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S5 I L 72 HMGB-1 L v i, BeIfiiE
DESEE R BT 2 2 L b EI TV EY,
HMGB-1 L4+ @ DAMPs & L T i cell-free DNA
REANYHEHSIN TS, fEEAIIBWTH I
B | Z1Z D E D cell-free DNA 2SFEFE L, ZFDH¥
EEELTCT AR M= A L-HILERR B #HMLTH
LI EPHEESN TV LD, FHEERICOVTI
O o Ty, —7, BIMEIZB W TEHE
OHMIRAT R =T ACMRA TR O— AR
NETosis 72 & DMt %2 & 723 &, —FIZLZ=ED
DAMPs S MUAEH IR L C,  20E R0 &8 [ SUG & 15
AL S AL, BRIAE 2 AT OB R R REATE R & v T
W< DAMPs (2D C UL, FE R I AE e B e
Tav I TR LAY —LR LA ORERIT)
&, ENSMAPFLANUVAEEFALTEY, FHETFHIR

FRIEHEEOREL 2 V1525 Z e HE SN T
2 2zpz(>>.

5. NETs (C K& 2 5E - M/ MrROEMH(E

NETs 1%, 2004 4F |2 Brinkmann 512 X - TH R
SN HFPERAD S B S N L HEEY) T, DNA L2 X
HgH R G 2 AR E L, T A ES
TORVAEF I =X, hTTT G TITAY—
LR EOWRLY YN AL TR EN TV,
NETs (39F RO 4 ikl 2 B &, AP 5k
LT ZEDBHLNIHEoTVEA5, RIS
ZBEENEEALIER, M IMGE ALV, I8 A B2
FEEEHOAT LI EOHLPIZSR TV EY,
NETs EHild, FVKRKF)H v B I4 FRRTFF
7)1 v 70 EOIRIEARH R O pathogen-associated mo-
lecular pattern (PAMPs) 7° pattern recognition receptor
IZREET 5 2 & TIHMAL S 728 P ER2S, NADPH
T XL -V X BRI 2 A 5 2 & TH
MBENDY . T, USRS AT peptidyl-
arginine deiminase type4 (PAD4) D% MNFEAT & {2HE L,
EHIZPADA DY YR e AN R Y PV AL
§ % Z L T DNA OEMEAHEST LY, ZDOBRIKIE
RN OB & o TR~ & D2
Mo Tw o FRRo UL, SIS &) %)
R END 2 EDBHMOENTW B2, ZOR,
/ML PAMPs D A4 7 597, AR A | H12D DAMPs
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7% pattern recognition receptor IZFE AT A Z L IZ L o
THIHFMH LN, HOHEICEHPERZ L L C
NETs it 2 35389 2 Z E A LTV BY,

NETs (£& G 8, FFEREMRELZM DT, £
OB D H 0 HIRREICE G L T\nwb, 2k
ZAXHFIMOEPEAETH 5 transfusion-related acute lung
injury (TRALI) {22\ T & NETs it 12 & - CHifi
ERL 268N, MEICBVTIE, NETs kS
NETs BEW E OB IaN O 7 « 7)) A%
T U & 2 AN EDORELRIZES L Tw5
ZENHEERT VDY,

NETs (2 & 2 BeFEGHILIC BV Tid, B LL
M D IF P ERIERL IS N TV L IFHRERT T A ¥ —
BRI TFTLrGhEDE) yTaT T —ENN
R <R MASTERG B S- L T 2 A i S Tw
Y bt IS D& R TIX TF R [H 4 X1
WA R OB E S 2 RS 5 & & b 12, Prke
1&ME% & O tissue factor pathway inhibitor % 73 f# 3 %
CEIE o T MM ErmOTWD LI TWn
% . WEIE Cld AR s M 2 d b5 % 2 L1
Lo TEGLIR & 72 o T B B O UM 1295 5
HAFHUADTUHL, HE~NOBATEVIED X
HELTBYSY ZHIEKIESTHE,POL
BB TH DA, b LREARDEL L % WIREET
COL) RRERCHRE B L, HhEkEkot
)y 7uaT 7 —ER X7 LAY — AIBIEA 7 A
FERIEZE, PR ORIR & 2 ) ARICEZ KT
T2 L1245, NETs 3 EAEOBRAICKE L Tt
FHZY —VvTH 57, —FTIREDRKIZ S 7%
LEVIHHHEDELAEDLETVEDLIITHL. 2D
O LTHEME ) ECHELTW72012IE, S
EHAEDO X VEEMAR A D 2 XL 2B LT 2 &
BETHY, BHZINEZRIET L W LR
RIIBEOENLNEDND D, D2 o TAFZRZ AT
ReldEid 5 Z L ICHEBEL TE2RIE R L R\,

6. NETs »*55E ¢ 5 REpFEIR M2

PRER IR M 28R 0 OB 781X, Z M TR
1, &2WVIInFIREENR T 70— F P Eift z &
DIATbNTE 72, L LEAREGORIEIZL D,
RETIIEERFN 7 70 —F 028D 5 59
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W7o TWwWh, ZLTC, TUZED > TENLTY
72 MARTERN 51T B M/ IR I R Bk 2 & 0 IER R 53
R, M NE RN B Tl 2 & I BE OB 5- Dbt
HERIZTTOOND L) I ho7z & TR
B85 X° 2 St 7 Jih S 98 15k % (two-photon excitation mi-
croscopy), JREEST L — - —BHMEE 2 EIXAMARNIC
BB EMEDIMERDZEE %) 7 IV A 5T 3 KITH
IBIRTREICT 2 FHETH Y, SROBERDIRE S
NTWAY . 22 b BN KILGERYE TIRE
EEIR IS DO FEAEMEI TN LA LN TV S
2 o X9 itk oFEEE B VT IRIFTh RO
B5H% 2 5N TW5h, Fuchs 513, 7471~
%> von Willebrand factor & & & 12 NETs 25EHIR AL
B AR FET D LB RT WD, B CROE S e
NETs (22T, 587 2 M/ MGEPE LR H <0 %
HEHEEET DA M UDS, NEMBEZESE LS
BIEK ZFHET L2 LY. 5|2 NETs DEHK%E
J5%9 % DNA AR &EE 55 X1 K %2 i b LT
RCREEE 2 G L, MARDKIZOZA > Tl
CEREPHSPIZENR TS, Martinod 5?13
MEHREETVE L HWT, AR~ ZTlE90%
2R S N7 B IRIMAE AS, NETs B 12 24260 PAD4
RIBLZYT ATIRI0%RMIZL RSN %
MolzZ lhEHEL, NETs OEEMEZRL TV,
PEEREIR AR 12 3B 1T 5 NETs O B G- 13 EHIE O A 72
5, MR R H CEREY O &) 7 IR
PRBIZBWTHFERICASN S Z EAHMESINT
W,

7. HEREKE L NETs

H O B IS0 2 A 2 IR TR BV
T NETs OG0 e Tw5, $9HE) v~
F- (theumatoid arthritis, RA) IZB\ClE, PAD4 % I —
T4 ¥ 7 LT\ % PADI4 7 RA BARD sz i st
ThbHIEDHME SN, RA & NETs OB EDEH
ENTWBEY, PADI4 O RAIZBIF 2 EELEIZOW
TEHEROFRWYEH L L AHTH A, fIZH RA
DIFRET R EE 22 H PR R H CPUKIX NETs 12
HI3k LT AT REEEAS S S T 6%

Pl Hh ER M E HTK (anti-neutrophil cytoplasmic an-
tibody, ANCA) BI:# I % Tl, Mifg AN oI o

NNVEFF =, b LLETuTr A =31k
FTHLHUIMADPEAESNTBY), ZHUIL->TESE
M55 550 % S8 M4 SR SEIEAE, P RRERTE: % S84 2%
PERZFIEIE 22 EOMBERIEL L. T b OB
BWTIE, WEEKIZB VT NETs OS5 #E S
NTW 5% Kessenbrock & 137, ANCA B 3 If 45
RBE OBRERRIIER S 72 AR 12 NETs 2
Bx B2 L, g E OB 2 F I % > T
LT ERERML TS, & 512 ACNA BEH I %
T, FIRIMARZERIE DA RN T & IRE S
NTWBYN 22DV T Kambas 513*, ANCA
B M S BB 1B\ C TF 2 383 L 720 R Bk
BEDNA, TERBI~A 7 0/8—F 1 7 )V (MPs) 72 &
DOIMFE &7V, GBI O RS M i P 2R Tl TF %8
B NETs [t L, miEhicsiys~4 70
IN=T A ZUDHEINT 52 Exa G LT 5.
12 % systemic lupus erythematousus (SLE) & @
—¥TIX, NETs DB %3 % DNA % 75§
%728 @ DNase I {HEAMET LT b Z &5 S
NTWw5., ZO7/OSLEEBETIEINETs I2E b %o
THUH 272 DNA 2353 S 2 < <, HUDNA L
R ENRT L), EHICNETsI2E b 7%
BEELRONPRT D L) THEY.

8. NETs - £ X b x5

NETs R & A b ¥ ZHEHy & § 5 iEEEOR IS
BORETH D, L LIMEFIZET VT I VR
pentraxin (PTX) %2 & D & X b I E DA FAE L T
WA ERHSNTWSY, PTX ®9 b PTX3 I3 H
IRTIZIZBWTEEREH 2 Ho T a5y o8
7 CTHhD. KM - BRGE TN L, ML
BHHLLTWD EEZOLNTWD, ZOFEMIZAH
TdH o 72. Daigo 513", WIMAiE H% Il T PTX3
WREETHE Vs %7 aTF 37 AEHIZ L)
FERICHER L, PTX3 G4 » /827 & LT NETs ®
Wy voThHhrT ALYy (AZU)R I T
NNVFFT Y (MPO), B AR EEFEL
72, E5IZPTX3 X AZUL % MPO, b A b ¥ ki
ETHTEIZE 5 TNETs DEEWEZREML T3
CEXHLNIIL. BRAIZPTX 773 —IC
B 5 EMMY » /37 Tdh % C-reactive protein 12D
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