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HINE AN X% & damage associated molecular patterns (DAMPs) & FEEN 208 % Jik
H L, BN CIIEMAIIR CH D~ A 7 0 7 U 7 OIEMHEIZE S LT\ %, DAMPs
D—FE T 5 high mobility group box protein I (HMGBI1) [3EEWNIZHTET DX /37 ETh
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PEABREA S B | HE N LTz, S BIZRMII A 0 HMGBI #2125 T ELISA (2 X 53
TEEAT TR, XHHRRETIE 20 £ 20 pg/ml CTh o7 HMGB1 21X, MMz M B4 72
IF] CREE I ZHIN LA, 120 BT 120 + 20 pg/ml OfgEREICEL, 168 Rk IZIE
DTN LT b 00, [RZKIEICHERF S LTz,

JHEEIILE 7 /W2 361 5 HMGB1 FEBU I D772 & 5 g 1 238\ T 5 S5
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HARANDIER O 3 MMM ERB TH Y, ZOLIIMMEETH D, MEED THZIL
BEOFE-OIE, SEREOFER Y, Z<ORFICIVELASND, BHEETOE D
7, WHHZEIZ % 5 It tissue plasminogen activator 72 EAEATH Y V) Tkl L7
DOIZITFIER TN T U 2RI b7 TV GRS 2 BN 5 D, — %

(AN ORIRE S ESE 4, ZAUDS U CHIRAMI N S DB % damage-associated
molecular patterns (DAMPs) & P52 DAMPs O 3 ook 2 JE ORI - $HikiC
RETHHEEN DD EEZZ O, ZOMHPEER-ORE EHEEOEEZ B E LR
EZAE S D, (o THEFEALIZIIT D RIETAEKIZE > TREARIRR D EZ R 6
D, NFEZE CIHEmRSRIRRBIZE D U 7oAl 7e E 3 S, IMEZEEIZ RV Th %
FEAEL Z 573, IER BRI AFE ST A RIEMEMII I~ A 7 a7 U 7 LIS~ 27 v 7
7 —UFROMITH Y, MEEICBW I~ A 7 a7 ) 7THNEE LS VR b2 23
T EPNMBNTND M IR, MEZEICBIT D~ A 7 v s U T OFEMLIZ DAMPs 235
LTV ETHMEDNERL oo Y, ZORRERREEINER S Tn5 39,

DAMPs O—FECT# 5 high mobility group box protein 1 (HMGB1) 1%, ASERNIZIFET
53 A R DNA fEG X VX7 B Th Y, BIRTHEEOMERICERT 297 ThH D 7,
BUIRZRNZ &2 HMGBI 13, Ml OEFEIZ M - THIMAM I S 415 DAMPs O—1E T
HZENHLNCEN Y, HMGB1 OFFRE L OBIRAER SILT&E 72, LL, MEZEIC

B L C T iblgasi 2381 5 HMGB1 OFEBLRIUZ DUV TRl L7285 13720, & 2 TG
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FERITIE, IKE 200~300 g D Wistar AT~ b (5~6 1@iin) & HWz, 7> M,
12 KRl OBREY A 7 L OBREE R, fHIRE (23°C) THHICEYE LUOKGEBEN TE
DIRRETHIE L7z, AWITEE, AARFHFHEFRER DR (AP16D026) %
=, EBERFEONA RTA4 > TTo T2,
REIMET LT~ k DVERR

5%A Y 7T VIR K DIEE AR, —FRRARESE (BB AT IV 015
mgkg+3 XV 7 A 2mgkg HEAET MV 7 /) —/v 2.5 mgkg) ZIEENES L 28
BRI U7, RRIEATH%, RRRRE VBRI (~500 W) &AT-o7z, SEHEROHIER, 2
AN XV IEFE AR 1.5 om BB LXUE 2 BRH Sz, SUE R mICNLE T 2 A HHAER
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B, FEERAMER LARSAZMG%, 7y b —VIOR LIFOE Uiz, i Bt
%24, 72, 120 BLOV168 FEIICEBWT, FiEE RO FIECRGMIEIE L, JEF%
IR VERIMAEIT -7, SOICBL, RN A AR &2 R S ERiIC X 0 2288
FESWT %, 4% ST HRNVET AT RO THEREEETT - 72, HEFEER, 25
DOiefidesz it L, [FEEOEER C=IRIC T 2 BHEDEEEIT 70, [EER ORI
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L VRS 4um OO 2B LTz, F 2 L AC K DT 7 4 v & 2K B4,
NEPEAV A o 2 —E DIEM % 3% HO0s- A Z / —/WZ L0 ANE(L LT, Y1 & iiKIC
F0HEL, 1% MiET VT X N U EEEEHR (1% bovine serum albumin-phosphate
buffered saline; 1% BSA-PBS) (22T 1 IFFfiiRIE L7z, £ D%, 1 R$UkE LTo ¥
17 >~ N HMGBI Fifk (100 f5478R, abcam #H8Y) 128V 24 WEIROG S W7, RIS,
YR & PBS IC X WUt L, 2 kHUEA L LT LA Z—PHEv 517 V% 1gG Hiik
(500 {77 #R, Thermo Fisher Scientific #:4) % 1 Bff#IfG S 72, PBS (2 X D U6 D1,
Envision system anti-mouse and rabbit (Dako 1-4%) 2 == T 10 /3 US S EREAEITo 72,
FOCGL AT A 2 W T T o 7o, SIR Z3KIC K0 P L 724, 1% BSA-PBS 125
BT 1RRIE Lo, 1 IREUAE LTOYFHT > b Iba-1 Hifk (100 5478, abcam f1:
) 1T &V 24 FFESOG S W72, UG, Y& PBSIC L VS L, 2 IkPTIRE LT green
fluorescence protein (GFP) 55V ¥ HL ™ ¥ % IgG Hiik (100 {447 FR, Thermo Fisher Scientific
M) % | BpbUS ST, YR ZEAR, SOBAMEE (KEYENCE +H) (30 fHkk

BAEBIE LT,

4. Enzyme-linked immunosorbent assay ~ (ELISA)

B U 7= i1 25°C T 30 A E L0 b, 4°CI2T 24 RS /7=, Kaf,
4°CT 3500 x G, 10 i OHBEL, FEEZH LT v~y BT F 2 — 71,

Mgy 7L e Ui-, Mg+ o HMGBI 21X HMGB1 ELISAKitIl (3 /7 5 A i)
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% FOCHIE U Te, W EE DORIETE 3550 2 micro plate reader (Bio-Rad #H8Y) 2 FHV 7=,
5. MEtEFERYLER
Hats#TiE Mann-Whitney U-test 2 FHWNTAT o 72, #ERITEEIME = SD TRLTE, P

B2 0.05 Kz EAHY & LT,
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Ja 7> B 28 H U7z vHIaZSie 23 i S 7z oIizxt L (K24), #EESEECldfiiads L Ovweid

PITHEE AL L T (K 2B), HE BetAlZ KA BIER CIIRER O M E LR 2780 72

N, BEER Y BRI E13ER bhveino e (X20),

2. HKlEgRizBIT 5 HMGB1 OFEHZE L

G ta |z L ) HEER I BT D5 HMGB1 OYLEMEIZ DUV TR LTz, © OFE 5, NI,

AEEREE CIMAINE ORI I Z HMGBI BSOS 58D v (X 3A), Mgz 3V Tl

FRARMER DOV IR BRSNS Bz (K 3B), AR CIE, FRRIRROAIE L2590

BEMERS AR, T ORISTIEEFIZ DT> T (1 30), BB WTix, fiife BRzic

WD TEIW GRS Z R D73, Hiifld~ 27 1 77— O—EIIARD TGRS TR0 &

iz (M3D), F£7z, BRI\ TIIRME LR E R Y~ 38 ERZO—HIIARD TR

PEROSEAFED Hbivlz (K 3E), WO IV T b 6 R CIEBARR AR B ROGIIRE D

N0 T, BB W T HREREDIRET 1T o 7203, FEEARE CIIEEE |2 HMGBI SR

fapssgin L <unvie (X 3F, G), [AflaZER Il oW T THBIER S 205, #

FREEC B CIERE BEIZ 31T 2 B osE I S0 Th -~ 7,

3. Rz 5 HMGBI EE 0284k

FRGIMF D HMGB1 JEEEI 2SN T ELISA IZ L AIEE T2, FORER, X471 &
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I NTHRHFEDIMF IZ I TIL 20 £ 20 pg/ml OPRFEA R LTS, MMMz I LR & & b
IZ HMGBI 1T BRI 2 H -7 (X 4), BRI 120 FERET 120 £ 20 pg/ml D

EIREIZEL, 168 BHHZIZITE TR T2 600, [ L~YUTHERF S Tu,
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~ A7 a g Y TR E ST AR SE DL Z LKV RER Y, iR
T EEERE T AR & 5 & 13H39 synaptic stripping ', 7 AREEIES O pruning 'V
R EOREIMERERT D, 29 LIEEHOHR T~ A 7 a7 ) TI3ZOFEEZE{LsED
ZENAMBITEDY 3, ZHUSIEFE MO 2 TR BSEIC L 2B S LN ENT
WD 129 AHFZETCI, BN I TR L SN DRRERAE L, T v MR ZEER
% 30 A ER S5 2 LI L VIR IIRRE & L7ot%, 3R ZMbRT 2 ET L& HV e, FE
fith, ~A 27 a7 )T ORERN~—J—Th 591 Ibal JUi%E AV o etans, &k
JOMIRRR DAL N BIEZ ST, ZHUIKRET ML > TvA 7 a7 U THREHEENT
WHZEERLTND, — I~ A 7 a7 7 OTRMAGIZHE - T EREZ LIX ATP 0/ L4
UMD IR U TR 5 LW ST D 34 RIfFECElE Se~ A 7 |
7 T OGRSV ZAL 5 OWVE & OBREIZHOWTIEAH S SITHRFINKEL E X b s,

b ML Gl alarmin O—FETdh 5 HMGBI1 238005 Z LG SN TR 7, 205+
PHEROFHC~ A 7 0 7Y 7 OFHEALEZRET L T D & ShTng 919 KifEThH
RAGI A O HMGB1 #2132 M FREG % 72 MDA CHEE I L Qe Z OfRERIZ
RMEEIMILE & 0 i S 7= HMGBI 1, BB TR LRI TT 5 & L=
B T LD ThHhoT,

HMGB1 O #i a4t it 12 1% active secretion & passive release 73 5, Hii#& Tl

lipopolysaccharide HIJ72 ENT/S U THmaMEtE S0 DITXT L, #2578 CIIESIZRE 2 Mk
10



MHBIHSID ZERHLNE o TND 7, Fiz, BRENZ LICT R b—vRIZL -
CHEPRT D MR S I S 37 7 MR M3V C HMGBI & i3 2 fillfaic o
ARSI S R & 2 DD, RIS X D HEHIRESE DRER, At &7z HMGBI
AR O B2 & TS toll-like receptor 4 (ZAEE L, Z D% DIRIER G Z LK
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BV TIIMIMAL BRI AL S, Pl EH D U o SEROFRAIZ LY, Il OHE N8
BE3NDH W, RETUTBOTHIEIRD U > SERE OB 235588 HALT-03, R Raf o
IED —ERREEHERF S 4, TIN5 O Z 30 O RIEMANRLOIRIE 2 BV TN D ATREMEDN S
bz,

ARIETIE, EEREIEEROIEYAZ1T ) HMGB1 OREIZ DWW THIERZ1T- 72708, M
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IZIE~ 7 a7 7 — U ROMIENTFE L T, Tl S, mfic kv REcgiTL
7ZHMGB1 7%, ~7 v 7 7 —VROMIGICEESNIRR THL L EZX N5, BT
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I WEMBHFERT D52 EIZL-T, v~ 7 a7 U T7HNEHR TS Z &R TE, K
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2. KlgEsizsiF 5 HMGB1 OFRBUZ OV THRIEGLAIZ L DT L7 & 2 A, BTN
2 % BT 2 IR 55 ORI Z SRS A 3RO T, & DDl I\ TR HAE,
fFfbR, M~ 27 w77 —, RE R, AN~ 5 B EITHMEROS T
oIz, Fiz, Pl HUENE PO G O IR TR Th o 72,

3. MERREICISIT % ELISA 12 X 5 AME MR T HMGBI B 3 i itk 72 IRefd) CF
BIZ EA L, 120 R ChmiREICE L, 168 RfZIZITh T s L b oo,
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