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T LNV F BB RS, A k)
WEY T L% Ml eRBHEURTWE, 7T LVF—
RRDL IR OM G- 249 55, #HL s sh
7= HBE T & % 1k ER ETosis 257 L )V F — D FFRELC
M54 22 LD SN TS, IHFERER LS8 TRl
L7z NPl ESE L %\ “end-stage” ML T 1,
IFERER OIS R TR BIEE L mEL O L E
Z 5N A. WFERERIZ galectin-10 & FEIX AL 5 0FFRER 12
RN EREALTCBY, RIERIO galec-
tin-10 JEE AR E L3 5~ — B — & 7 B REVEDS
WESN TV AL, A A EEER ETosis O A 5 = X 4
%IEr L, ETosis I281F % galectin-10 @ BjfE % 5~
% &L b, IFRRIRIEL FIE SR FIEEIC BT 5
I EREK ETosis & IMLif galectin-10 O & 12D\ THET
EAT5720T, RFFENELHT 5.
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1. 3FEETk & ETosis & 13

TFERER DS A IMER D R O M7 L 72Aifg & LT S
72013y 140 FHITH Y, 1879 4-12 Paul Ehrlich 12 &
D AN BRVE 2 R SR 23 5 & & s &,
VIBEUFIEER, eosinophil & FEIENL D X H 12k o7z 2
DA LIE, TR T 2R A L 2D, i<
P HEAEREGR T LV F— IR G352 LA
HESNTEX7. FEEERIEEIMERD 1~4% % 5o 5
WHRERCTDH A%, MREHIZIE 20 100 B EAAET 5
LEINTEY, MEND S ML L CREE T 56
T 5. HREROBRERIZRERIL/ZT TR, RED
RH RO TR EE L EH o TnbH I L
Lo TERY, IERERE R 2 O R TH
D, 1OOMAELIZ 200 fEillZ DR EFF-THB Y, i
WIS SRR % b O 4 TEEEO JEK 4 1 MBP (major
basic protein), EPO/EPX (eosinophil peroxidase), ECP
(eosinophil cationic protein), EDN (eosinophil-derived
neurotoxin) N SN TWE, IO OMHERENIX
FNENIUAWE BRI, ko L2
ERFERUS 2B 2 ER A S 57 WFERER ISP ER
EIREEREME, NS OHEERDH L R % i
952k (B (ZFERIROBEE 2 REHRIETH
% UFEEEROBREERL X = X 234 X 7-HIREC X BBR
SR & MR A AR ) R O R & < 22125316
5. X VYA F—3 A, piecemeal degranulation |%
HEEFITERERIC & BB CTH D, IEEIR I RN
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TR BT 2O08LF VA b= ATHY, R
19 V2 JERE N2 % i 9 % @ 1 piecemeal degranula-
tion & FEZ LN T W5, — TR A A B
X Z 0% 0 ) ML OREFA U2 BN TH D, 5
BRI & TSN, Z OARREILIFEEER ETosis T
H5.

ETosis OFF%E 1L 2004 4|2 Brinkmann 254 H £k 5
#4Ik D DNA (Neutrophil extracellular traps, A7+ b
T v 7)) s E N, MEEHR T L HE L
OHHEEY TH DY, 2007 FEIIIHIBI N T v TR
MBI T R b= AR Ry 0= A LR B
JSEIZ L B DTH D Z LA S, ETosis (Extra-
cellular trap cell death) X IFIEN 5 X 9 127% o 724,
ETosis lZ 7R b= AD KD % /1 A8— BREEOE
AL R O iEAE, DNA OW R {biZfE+» 3", ETosis
AR TR O BEE AV U, %I A e L
#8IK > DNA 25 fashic et S s (1), 2013 4F
WZAEAR S IZ0FEEERC b ETosis 2E LA 2 & 2t L
72 PR ER EAFERER IR R 2 0B B (K2)™,
If P ER ETosis TIIAHAL O BT MIEAI THIEL,

s

IFERER ETosis (2B A~ — 7 — DiES

HEIRD DNA LA L2 IRBE Tt S B 78, HFERER
TIER B IR a2z F TR SN BY. 2 OifFEEEk
R 0 it BEREOR AR 2705 L, MR/ C IFN-y 2 &
DR & > TECP & LD E,D B 2 AN %
WO L, BFERERE SORE & IR S 2 E A H 5. i
FEER ETosis (2 & 1) L S 7zl st b 5 v 7 idifh
EREANTRL, BETHY, MERIZELEL, #
PEDE NI 2 I TS5 2 EAURIEE N TW
57 IFERER ETosis 78 448 = Af THEFE & M7z R
B4 RED D B DY, Wi ER COPD, I BERER IR 5 e
9%, MRHESRVENERE 22 LETEN CREFRME O AT

RELLZBEEDNLVOPHFHTH 2. ETosis DA
R HIIZHER D DNA W X ) Aw & i L, B

PR % 58483 2 S0 CH A%, BB 2 A 1213
BEARE A b X ARG ECHENICE® L
T ORI R EO D R SR E b AR, ITERER
2B AEFTRIEACAT DI TV B A, IFERERIZ L b
LT ATIIMBNRFEERERH T 5 EHIGENDY D S
726, b b FRYMIFERER 2 FCHEgE 2479 2 &A%

WL RD. GERIEMA B AT v T ERECRMILA S
MO RO A

HOMEZEL, 703 FAREORE T, ST O M

v a—S4 T RO

IFEETRE TosisMIZRFRIZE L

X1 §ffRER ETosis O 7 1t A

WAL U720 BRI O TEREZEALATE U, SIS & k37, 30~120 4 F2 FE CILERIY L WG C©

BOGHH E 4. (SCHE 23 & 0 k)

$F P ERETosis (NETosis)

SFEBRETosis (EETosis)

LPS, JLi# . #88. PMA, GM-CSF+C5a, IL-8. PAF,

PMA., A23187, IL-5+PAF . Immobilized [gG.

BHET S1005 8. MPO-ANCATLE ; bilized lgA., Af tusti &
WO HE BN THI . $BS ST IS R L TR AR RS
sy I ok 5-10nm 25-35nm
WAL SyToRR 200 TIEOTRTTTEERE RIS Sosr yepropLcsntRR
ERALSYTORSE  FEHAEL BHEATL

, WA, FRE— (LR k. HEREDRRE. 5
e HCREES. MOE. BRE. WX COPD.RE 0” Vo pumwss amitBIBL. XD

. WEE. TILYNAT—R, MARGE

tEch B # ., COPD, ABPA%LE

2 IFHER ETosis & i1 Ek ETosis D

TFER & P ERERI SR O AR AL (282D 1), NN OBIEE OIS L B S 2 TR H 5 (X

k7, 8 XVHIH).
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FRER % 43 L T\ 727, il CLR LI R T4 72
WAT Y T T REL Xy PAEHLTBY, HE
ERIFZEIZSEE L CECTWwA®, Lo, ETosis ® A7
ZANIDWTRZHS TR WEG AL,

2. HFE&IK ETosis EEX D ML) 1L

IfrhEk ETosis Tldb A b v by vMbizz o
~F U HREE R AR S, MifEs N Ty T OTER R e
THLIEDHESINBY, GHERETosis ICBITH L
AL DY PV AEICIE Ca A F v RIEHEEE
2L, PAD4 2 A5 L I NTwBHW, 20184127 L
WV F = PEZEE S 7 A~V )L A SE B ORI %
Bt 5L, ¥ bV vAbe A b v H3 B )52
OHENDLZENHEENTD, TRIN—=V R EDHE
7 EFEABEHIRZ R SN T Wi o 72 KBS
TIXEMIN & O IFERER = St L, 7R M= &,
w2 a—3 A, ETosis # ZNLENFFEL, ¥ MY
b A N H3 L D RERM, YAy T Oy

ETosis

TRy E

ERARCRE

MBP,
galectin-105£&

R

FTRF— R

TAYTIZLVES L7z, ETosis, 74 F—3 ATl
LA RO MV MAMLIERERD LD, A7 00— AT
IFEA MO M) MLIERRD Lo 7z BHEIRO
v At MBESt N T v TIXRED -0
ETosis DA TH Y, #iEIROe A o ML) ¥
AP TER 1L ETosis /R T IRIE L % 5 2 EAURE N7
(14°3).

3. 1¥EETX ETosis |C & 11 5 galectin-10 DEHEE

FEEERIC BT 2 70 74 I 7 AEITIC & B & Tk R
HT®»2%EDN X 27%H, MBPIZ9FEHIZE L, 1Tk
FRICEMIN % TELEATHHEERD. FDEN L
e 505077 F R A NYDBETH DD,
galectin-10 12 5 FH % 505 EATH V), IFHEERHE K
BEHODH BRI D 10% % 50 5 2 & 5 i ERER
DFELZEATHD EEZ 5N5% Galectin-10 (%
TFERERVE SR OB Ch B o v VI — T4 T
UAER AT A EATH Y, galectin-10 IZUFFEERD

20— R

ETosis

3 UFEBER ETosis ICBIT AL A DY bV »bE galectin-10, MBP 4t (SCHk 28 &£ 0 2%)

LB ORI RRERI R L C R 2 FE L,

MV b ANV H3IC X ARIELEG LT &,

ETosis D AFRMERD ¥ M vy bk 2 b Y Mg o 5N 5. (35 : DNA, f&: ¥ by sMbe Ak~

H3)

TEB : SRR IMAFERER I ETosis % #5593 4 & galectin-10 (34t S 419, MBP DAL 7 5. FRLIZZ DN
Hafro7-F FHUE S, galectin-10 (X MIAL B I A - CHBEAM IS S LA, (R : MBP, 7 : DNA,
%k : galectin-10) ETosis % 3 L 7-MIF O JE BHIZ galectin-10 D ¥ ¥ Va3 —F 4 F USRS RO SN L (%

EDR
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(48) 113k ETosis I BT 5~ — 51— OREf

EP ISR ARG EE TR &EEnb 2 &
Do TV DAY, IFERERCIIFICKRICE TN T
WY IFEEERIZ 31T B galectin-10 D R AEIZ D W T
WEREREm STV 7275, 2020 412 galectin-10 (34
RER DML AFIE L CTB Y, BRPIIZFEL 2 v
Doz 2018 4E ISk Y Y VT =T 4 T
K O AFEER ETosis D#MFETHEL 2 Z & b4
Mo TBY, MK ETosis £ ¥ Va—F A F Uk
S, HEBCA F galectin-10 (X BAEATE VL 2 & b IR
N0 WERERICEMN S EATH L FERED L
galectin-10 (275 H L, FEEER ETosis O @A IZ BT %
HHOBREZHRL L L L.

KA & O B 4B L 720 BRER 2 H > C ETosis
A L, JEK A MBP, galectin-10 |2 X % f iz g
Ty, NP TS L. IO RFERER
T P R 2 1 & galectin-10 O fE7E HSHE 7R
SN7z7%, ETosis % i5E L 720 ERER T ld MBP @ A B
TH Y, galectin-10 13 4ett SN h - 72 (X 3).
MBP & galectin-10 T4t S du 72 THi G M 2 (G LEgE
7 M THMW L, MBP/galecin-10 [ f& It % Cytolysis
index & L7z, MEFIEAOMFERER & ETosis % 55E L 724F
FRER T3 A E 12 Cytolysis index 73 < % B & & D355
1), Cytolysis index & #f B& Bk ETosis O HRE G125
VT 2% BINIRIE & 2 2 REIEDSE 2 Sz IRISHKM
MBFFRER 1 ETosis & 7538 L, ZORER LFETIZE
INLEAEZMAI2E A, 8L 70Tk A i L
TERLTA - FOEHET 100% LT 5 L
LDH & 51%, galectin-10 (X 45% 7% ETosis (2 & - T
WMHESND Z e gmo7zs, HREHEIDT D 7%
Thotz. ZOFFELD, galectin-10 (ZHFLIZ T
ENDA, PREEITER SR F FHRUE S
5T EDTRIEE N,

4., FEHMZRNERERNFEICS TS
17 BTk ETosis

INFETONZERREL b L IZEBEOREHBETH
ANrDT v AL, galecitn-10, MBP Z4{f C in
vitro & [FIFROFT AR 6N OB x21TH) 2 & &
L 720 AW 92 U3 b MR Bk 1% 2 56 14 28 1 A 3 i
(Eosinophilic granulomatosis with polyangiitis : EGPA)
BED S/ S N E H 7. EGPA I33fIREk
HHET ZEEEOME R TH Y, MHCHILE, KE
% &SRR ET A IFRERAEMS 5 2 Lk

H49% 15

Mo TWDHAS, IFERER ETosis & O B I3 MG S L7z
Z LI b o7, EGPA BED S5O N/ iR ELHLE A
invitro & M2 bV ) v fb e X b ¥ H3 Jefa,
MBP, galectin-10 IC & 24t 217072, ¥ PV ¥
b A b > H3 §efo Tl — T % HE Gt lcBigt L,
B L 22 I ERER E AR O e A b vy by LR
PEEDS—FT 5 2 & HMERET &, UFEREk ETosis 234

LTWwWhbZ EHPRENT. MBP, galectin-10 12 X %
Feft |2 B\ C D I L 72 RRER 1X MBP @ A4 &
T ARETHEIZR S, in vitro & RIREDOHRE FE 5 1
7o, ETHEMEEC L B EI5TH EGPA BE O HA
W CIIUFEEER ETosis "4 L TW D 2 &0,
EGPA T3 IfBEEk ETosis 7V L TWA Z EDIREN
7o, —HCTETHEMBEIZLIBERTIE TR 2R
A 70— AL T LHISHEETE o7, ETo-
sis 7 AR M= RAEEZLY | find-me 7 F IV EHE
B, vru 7y —=JIME ST, HTIcE
{EDRPEIFHRAL ZENZTOHBEEZ NS, B
DOHEE T B Mg B ORI 2 SGERE T b IRk 7
KM=V ADPROENLZ EIEHTH L EHMESINT
\/\522)_

LA O IR R X D T CUFERER ETo-
Sis AWHE U B 2 & ER LA, HERIGE T MG
WCCHBREROBIBUE 2R C EDPHELTTETH Y,
I Fk Bk ETosis O RFEHE Ky 70 BRI )7 5 13MEL S LT 7e
Mmool MV bk X h v H3 X MBP, galec-
tin-10 12 & 2 Sy |c & 2 HiE L E M Eles &
Db EIC KT TE, TRM—V AR 70—
VAL LXBIMRERFETH L I LD, ZOREYE
812 X A T3 EH A 12 B W CIFERER ETosis % &F
g2 HEICHRDEEZTVDEY,

5. 1FERTk ETosis DIME/NA F+~—H —

In vitro & EGPA OFHEMIEDOHET 2> 5, galectin-10
1% ETosis OB ICHIAMI M $ 5 2 & 23dr o 7272
O, Pk A R galectin-10 (UL HH i B 12 22
LHODIRET A LI U7z, fwHE L e, IHEhk
EGPA #if: & 95/ EGPA #2431 CHK E T & galec-
tin-10 JRFEZ AT 35 &, FEEERECCHIIE L CHEIB L
7oAE S, galectin-10 JEFE X IGEN Y EGPA B CHLo#E &
WRCTEBIIBHETHLZ R bhro/z. T 72,
EGPA OB EFEE A 37 (BVAS A 2 7) (LIL{EH
R CIIEZESED o 72705, 1F galecitn-10
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bFBRER

d‘ BREE L AT
e K. %

galectin—101% 17 B BRE Tosis®

<, E— G FLLFT—H—EL TR

galectin— 100 R EM B O HH [ & galectin-10MD L F l

4 IfERER ETosis 12

DO ARIEDOHBEE R L7 I, WFERER A IE 2 EH
Hid 294 MH A2 ThDIL-5 DILFHETOWREH
NRTHDL EFHEHUEGPA TOEEIZEMETH Y,
M galectin-10 & & TL-5 i IZIEOMBE 2R3 2
EDbro7z. EGPAIZBWTIHIL-5 R DT [
Ok 7% & & o f#I X - TR ER ETosis 7335
ENDEEZ SN galectin-10 3 FHA I IZFEAER
¥, ETosis WO BER T3t Sz vz I
& galectin-10 7 B 1 X A% C O IR ER ETosis O FEE
AT N, I~ —h =, 055 EHRIEEN
7o (X 4).

A OME T, MiE R O galectin-10 J#EE & FEAL
BRI R 7 DGR & 72 o 727, BERLE BRI
OFEEN TEE T 2 \BETOHER T EI2LY
W &N 27202, ETosis 2 ML 726 O Tld 22 Wil
RePEDSH 5. £ 72, ETosis 12 & 0 HeHh & 372 i e 3
ROl FF VAR, RIEMRRIILE LT v, 4
12 MBP i3 B MRRIC 6 BIchzhibELTHY,
BRI FRARYIEBRIC A D 12 NS & b I Jk 2 f
F£ 2% galectin-10 & I L TIRWEK TH B L E 2 5

N 5520 k& OMETIE EGPA TIILF galectin-10
EHRERT LI EHIRENTD, SR~ I ERER M
PAEPE B T b M galectin-10 I O EHFD S5
5 DR T EIUIIEEER ETosis D~ —#h — L L T
M TExB0b Lk, 21X, EGPAIZBIT 5 A
R A TOREELFEMHRERE L TfTbih/z
MIRRA BRI BV TEMR L 2o - BHF L 3HIRET
BBz, Eli S TRERSEOE R L T
galectin-10 2SGHERD T 11 iG A S H) 72 | 2 A FH T HE
LB EHIfEENS.

Bl 5 galectin-10 D & NA A<= — & LTOH
WG AL L 72 0B ER 1T galectin-10 Z IR/ L, BEEEEE IS
fiE& 7 4. 1Mk galectin-10 J 1 (X IFEEER ETosis D/NA F ~—H— & 72 AW[§

BME (k28 &0 &%)
It U CIfiLiF galectin-10 (34 7
DD 5.

I W2

AWFFETlE, IFEEEK ETosis Tl galectin-10 2SHllH
SRS & B 2 & % in vitro A S FE B O 9% FLAELHE,
MERAETRY 2 AT & 72% . Galectin-10 (ZK
TITIFEEER L 22 RA ST, 1320 OBk Tl
ﬁﬁltb’ SNV D, IMIF galectin-10 #F 1L & &

I IFERER ETosis 7845 LT WA Z L Z ML TWwW5
Tﬁbliﬁ’ Vv 72, SEOWSE Tk EREL ETosis
EVERVY) AL A S Y OBEIZOWT MO TRT
CENTE, WFMIKETosis WELA X = AL D—
WA SN F 2 A, 4D ITFERER ETosis @ A
N AN wRRD T L2 & o T galectin-10 DX
A4 <—h—¢ L TCOFME ETosis ##il3T 5
R EE 2 A3 L ERER R IS N T Y TR bR
it@“%( WE e L, BRI RS - T LV — g

DTZW, EEOS O biEREZHIBL-WEEZT
W5,

Boo®

KRR AL - M EQEE%%JJE*E( EieEd)
TIREOT, H SRR - BHE *M*ﬂ%%ﬂ?é%ﬂ%é‘ﬁ
4, EBTF O FHLTRE, E(%E%ﬁ%%itﬁ&), fifF5e
DERRD THE, ZHIIC LY Alﬁl@ﬁﬁ%%%iﬁ& .
FEYF L 7, MEEREO EHENEE GO
MR DL O SR AL THNEBY Lz #
BRI & O BIALH L £
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