R A 4 20254812028 H #Esos 12

% R R WE G R T IEE: RREMRIER

/E}éil'z, 9]]%/;}\‘%1, iq%_l,Z’ ’;—fﬁ}ﬁfél, i%gl’ ;i,/{d}—&jjl*

YL R R E A, WIHLEGE 4450005 IR S AN LA E ARSI E, WA 445000

FESZES] R3923; R392.7 [XEAPRERD] A [DOI] 10.11855/j.issn.0577-7402.1062.2025.0922

FRA] AR SCHTA 1R P O 25 o

SIAA] AIEE, UL X4, 5 . 2 RBERER AR S IE T I RE AR R S P RAE R[] M 42 Be 24 243k, 2025, 50(12): 1594-1607.
i B 2025-05-30 [RABH] 2025-07-18 [(EZ&BHH] 2025-09-22

— = e

(FEE] ZREEFRER (polyP) 2 ML h—FP EA (R MARTE A B VE W DI RE A 20T FES T KT, polyP BEELAT R 427
P, EAMGEMARTIGE, AR R TR IE IR R A BT R BEOR AR M S 077 2, s L3 R
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[Abstract] Polyphosphate (polyP) is a molecule in the blood that has the functions of promoting thrombosis and immune
regulation. At the molecular level, polyP has both pro-inflammatory activity and complement inhibitory function. The pro-
inflammatory activities of polyP are manifested by increasing the release of pro-inflammatory mediator bradykinin and the production
of thromboinflammation, activating mammalian target of rapamycin (mTOR), Wnt/[-catenin, and nuclear factor kappa-B (NF-kB)
signaling pathways, as well as amplifying the pro-inflammatory signaling pathways of nuclear cytokines [high mobility group box 1
(HMGB1) and histone H4 (H4)]. Therefore, polyP inhibitors may be used as anti-inflammatory drugs to treat/prevent the
inflammatory response caused by polyP under infection, injury, and/or various other pro-inflammatory conditions. PolyP can inhibit
complement activity by suppressing certain stages in the classical pathway, lectin pathway, and terminal pathway of complement,
which is beneficial for protecting activated endothelial cells from damage caused by complement activation, while simultaneously
retaining the prothrombotic and proinflammatory properties of complement. At the cellular level, the role of polyP in regulating
immune cells is related to its length. Platelet-derived polyP (short chain) has the activity to activate immune cells, while bacterial-

derived polyP (long chain) has the completely opposite inhibitory effect and promotes bacterial immune evasion. Therefore, blocking
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these signaling pathways involving polyP in human macrophages with drugs will facilitate killing pathogens ingested by macrophages,

providing a new drug target for the treatment of intracellular microbial infections such as Mycobacterium tuberculosis-related diseases.

This article reviews the immunomodulatory effects of polyP at both the molecular and cellular levels, in order to further exploring its

mechnism and promoting its potential future usability in clinical applications.
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2 RBEIRER (polyphosphate, polyP) & i 2~k
AR AR T — WA R (AT FP B4 v RE AR B 2 4
TR AL AE > T R Y E B YRS PRI TR )
HF 25 7E 20 i I FHR polyP™), By [ A A 20 41 it
A LY polyP &3z B AHAIAN, 4053 R & A i A5
KA, polyP 7] 43 2 K4 polyP il J % polyP.
WEPRVER polyP, HKEAJLE 2 E TS0
MR, 38R A polyP™ s ik I T 2L 3h 4 1fi /)
M) polyP, A BEAE 60~100 N BEFRARS), BEFRNIH
55 polyP. FE IML/IMR I BUR R, polyP i F & ,
2 LN AR T U LR I ) 40 2 e A () i
UNIIRG T 7 i ORI a0 é e 1 O R
B 51l MR polyP K/ polyP, FRTFEMERRIRT
Jel, A JE i B A% 41 i (peripheral blood mononuclear
cells, PBMCs) L1 itk L2 . EFA% 2 Jf0 AR SR 40
L 5 A polyP” ERUTHEFEIESE , polyP 1EH
CASNE 8- G 0 N 1 2 2R 1
VRCBE [ AN S R R AR, i R
LI IE 11 A0S AE S 07 (4 P A AR M AF R AL, HLA
SE BT B i BR AR A A) o AN SO0 polyP FE A 5 7
T P T B b i) o AL e AT 20, LA fie itk
polyP TEIZ I YW KT I ARV S 275

1 polyP RME R 1EA

1.1 polyP BUGHEMEAS KM RAE N
111 Zfiligte B AEER 7
22 5 I A 11 D5 il [ SCRREE Il [ FXIL(FXID)] . 1%
T IR BB . = 53 2 IR R (high molecular
weight kininogen, HK) Fll C1 Ig [iff 311 #ll 7] (C1 esterase
inhibitor, C1-INH), J& ¥ J& FXIUFIHIRRE it 1) 32
BRI, BeAh, FXIa BYJREY) EXLE IR A 2 S
B filis e i R R, H MDD Re AT 2
HIZE SRR AR AT I & T g et
Fefi iR 245 4 T EXIAARR B 30E AL, B EXTT
i 1ok 5 17 H far SR T ik (455 S B XY 5 2iE A
MR AR o AR AR R OE I R v mT 7= A i
MY FXMa, 30 2 28 K A SR 2 SRR T it 1% A
RV IKRETEE , 535 R ok St — 2L s FXTTRT 24
it HIK 7= A 22 34K (bradykinin) " (] 1) . 223K 2 —
PR RIE KA T, REMEIR I A B e () S8 #8388
A B IRT, TR GE 5% 0 20 e R i s b ok 4 e

PR, 24 YR B P A AL T, SR T L
S it v M 0 e AR AR AT R I B o A 33
e fit iR A% AT AR A IR -JAUIK 2 4E (kallikrein-kinin
system), Ja# 52 NI 2@ R aER M,

P AR AR S PO BRI GBS 0 Y T E IR AR —
WF5E & Ik Z BXTAY /N RS 28 e, IR
HH TR B B A R, SR Mk A Y =
A FRINRETE AN kL, TR B A A 0 Ji
BTSN . 5 — B A IR R BT, R
22U WA R A S DR - dn 4 i e Y IR 2
B (lipopolysaccharide, LPS) 4% 1 34 ] 34 1% £ fi
i,
1.1.2  polyP FIG MRS S ML A . IR JEE FIXF
s DT ) G BE B AR polyP AT S EUIE R AR AY P A
W5 R B, polyP RIE I S P4 S il i A S HE 2
1, JEIUERSE 1 polyP-ZE I AP, DA I 35 4
THHe fih g A2 T ALAE, - polyP by 42 il iR 4% H
HEH AR EGE S 0E TR, SRR A EE R
M ERFIE . (1) 5E polyP (/NI R ) HLAT SRt
THAE B2 WA AR IR A ], 26l
A T I DR 200 R i 4 L TR S A e ) L
polyP AL AT S B ifiL 3 = AR B 2 Y BRI /IR
RIRTSE R, 2K polyP BEVS T I B E A MG &, H.
TE EXIIHE PR i B 8 22 K B2 32 AR e B 7R/ B sk
I 58 A R (2) 1A polyP (2 R TR ) WU 9 B 1 A
SR A AR AR IR RE D PO (K 1), OIS e i Ag
7 AP 2 I AT T SR | R e N A
UNTREE iU

polyP e e RIEE . A ABE, I
ANBCAT (2 1 S AEPE LA E R, A Sl ik ok A e A IRE B
T R JP2), T polyP 2 il /NI T Je R A A
Jitz —B, AT O 4 kg AR DR i id FXTa, FXa
SYE I I SE TS EVEY, At n] A S i Y
2 5 FXIMBOE . IR 98 FXTRY A 16465, itah,
polyP B 5 HELT AR e n] Bl BB AR, R EsEDR
R R XF 2T 24 £ 1V I PRG3R P polyP i
o X FLA AR I D) E A4 20 2 IR 1k AR I ]
(tissue factor pathway inhibitor, TEPI) %41 il 1 FH >k At
HE IR BE P (B 1) BFGE &, polyP Rl S £
fil A4 I e A R BUMARIE IR . F2 b, FERFIl
PRASHE 2 DI LA 5 SRE =22 TR A7 AR N TR I 52 HL AL 52 AR
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polyP. Z SRR EL ; PR AHTMUINE NS ; K MINFEILNE; MAC. WEGW); HK & 2r THMINE; CL-INH. C1AREHMEIH); MBL. H
FEIAE BRI Fon ZPMEICRER; CLRSUBER ; MASP-1/2. H B8 SRS G BEE R4 ZRMKME-1/2; TR AL T; A AL

PIFREE N RGFAMA RS FEBEM ARG T, BESRHEI R AR RD, HREOILHERIRE N R E R AR Q. MRS H,
LOLLEHEFREIGERO), WOLEHEIREERRRD, BOLEELRAKERE ., OpolyP ill s ik 72 il & KAE N . polyP
] FXTUR AR A G387 A FXMa,  Jig 75 P U TR ORRRE TS0 I s Ay YR AR Tl R (80) 80 XSGR FX T IR T I R i — 2 284 fig
FXITa AT 7= 42 BFXTMa, 5% F-W Al fEWHH Clr MR BEAMAE o CL-INHGE S 6] FXTa, BFXTla FRE B A I8 25 %4575 . @polyP i
BEMATETVEH . polyP BR T 38 i BTG 2 iR A2 fih & S RE RN AL, 3R 23 R BRI R, FFiMad FXa, % MBS FXTa MEE0E BV, 52748
HEAAATAER, DASAM ] TEPLG M5 s M A 1 BE M R 5. AEAMAR G, Cls 24 C4 R C2 7=/E Cab2a(C3 ¥4 4L ), MM F:EL Csb,
6 EAMIMILAL, FZ5" 4 Csb-9(MAC) ., BpolyP il tMA L MLIR R . polyP ilid 5 C1-INH M EAEHIFHE M & R E AR CLs £, M
AL E C1-INH £ X M EH] . @polyP MIHIAMAREE Z R . polyP 51 C1-INH 5 MASP2 FIAHTAEIT, FHUAMAN T C4 Al C4b 4545 1Y
C2 BN, LAK C3FEALIT Cab2aWIE . GpolyP Ml AMAMA R IELE . polyP FECSb, 6 EEGWATRE, P #MA RS MAC %4
fifaE S
B 1 polyP WFTHEE M REFMAMAR ST

Fig.1 Schematic diagram of polyP regulating coagulation system and complement system
22 B FALR] ) i el o AT (g SRR S,

NS B AR SRR ML AR PR S SE X T 2 e 1l
PEOR sE MU REAE AR T 2L, A/ MGE i B polyP

polyP 4+ 5 1y BXITHE Il i 45 1 40 40 0 0 g
PR 12 SEEE AR T FXILS I8 TR AL
{6 HL 9l 3 I 10 F XL ST [ 0 166 )

A g PR MAE ST Bedh 8 AL O IUEESE H Y iU
oMk 41 M A B BE (neutrophil extracellular traps,
NETs)™", NTEs 7E A AE A 1Y AR PR Hh i 25 T
AR, polyP 7E41 5 NETs JE h i i/ 1 UL J=
3C “polyP X M ORI AN ML VE T " . B A, Kk
polyP B HE A iR A2 14 n] FHBUA/ MR AIHFE, AT
BUMEEAE TS 50 AR JRN S AE SRz )

o, FXIa il i HRY) FXI B e = o e
2R FXTU G SR Al D AN A A= o 2 i i 42 5 3
AOBEIL . polyP 7 LI AE [ 2% S i H Y 21 B
Z 5 BEMLATA Y (B 1) il 58 B BR T 0 4 9 (03 2 Bk
R 5 R BE ARG, A AT 25 4 25 U Y
P 2 4 2 R T P B R TR R A SRR, A BT
240 VR A AR R0 E B AT Nickel S BF5E FXTTER G



7N B P Il 58 i 35K T il S JR e R 4 €5 7 4 TR T R Jik
SRR, R B XTI DG 14 56 L 455 B 7T 165 10 240 7 e Al
P ERE . AR, polyP-FXIL-FXUh A F 21
Y HE 1 TR B RT A MR P R 178 56 R M O 4 240 7
ey bRk DA EWFSEEE REW], polyP /iR 1 FXII
5 WL P £ FHL7 D R Ay 77 1 240 PR JRR

Ffih RGEFAMA R G BA AT 43 BROEBUIRAY
PRSI A T B O AMA B 43 C3 R
Cs™, FXIla 1] i 8h 28 1) *h 142 9 56 2 g1+
(K1), i polyP R AMA R GE R IEME
1.2 polyP 5 W 1 L AL K iy 7 ) 52 14K (receptor for
advanced glycation end products, RAGE)*H P2Y1 32 SE
BTG S Il A RRAESY. RAGE S KA
PEME BT 501, WM IAE SU 1Y & AE FIZE R
RAGE J& TR PUIZZ AR, AT A 6 fap A T A
an i 99 WE 5L 4k K Y 77 ¥ (advanced glycation end
products, AGEs) &1 i4 85 (H . JE B FF £F 4k 254
P2Y1 SZ 4K (1972 45 i 1 IR RS ] REA S 40 L A1 5 23
T, J5 KK IR ATP T ADP (52 14 iy 44 k1 P2, £
1994 456 P2 2 AR S5 3 PaX B 1 AU P2y AR AL
ZAR, HATE RIA L AEAE 84 P2y U2 (KU £
NEEN Z IRz —, BERr SN ADP HIATP, X £
Foft A LT B A il /R SR AR R RN 2215 A5 1 S B
FEAEHY, Holmstrom %™ E I, 1EMFLEN YKk
i polyP il i 5 RAGE I P2Y1 ZAAZE &, R
FRAAEAE T B RIVE T s Al Tidk K W polyP nI 55 A K
2N LA RAGE M P2Y1 32 AR 5, 2 L ik
255 VEAF 4k 52 5 ¥ (tuberous sclerosis complex 1/2,
TSC1/2) BB AL MR 25 3%, AT A% - «B
(nuclear factor kappa-B, NF-kB). MiFLai¥ H N5 &%
U (mammalian target of rapamycin,, mTOR), Wnt/
B-catenin {38 B, T P B2 4H LG fL ] S B S
(RGO RRIE TR W UE Y A = S VN (1 R )
JRE W), Biswas YR B, polyP,, 1] 5 RAGE
FP2Y 1 R BEMRE T T A e A - il 45 A PR
F (von Willebrand factor, VWEF) [1) B¢ I I Il 71N B &2
(platelet string) i JE Al LA I #2F 1L 42 T 1R 98 E i85 4%
DA 98 A iR polyP 7E mTOR., Wnt/[ -catenin Fil
NEF-kB Z [H] 4825 52 2% 1) 28 SGE 15 I £ i DGR
PRAE TR LA
1.2.1 polyP #{i% mTOR(F 52 mTORJEZZIR-
INATREE , /DR PR FE A E A WAL,
R L sh ) 55 0 5 2 2 5% 1(mammalian target of
rapamycin complexes 1, mTORC1) Fl mTORC25%,
mTOR {7 5 7% S (A AR 7 X 2 kB R BT 72
ROCHEE, HRMS MRS M S RE PP 1Y &
BLIAT S0, polyP mI 3G ZL AR I 40 i+ () mTOR,

Med J Chin PLA, Vol. 50, No. 12, December 28, 2025

NS S FE A5 53 #7 . Hassanian 55/ 5T polyP
TE 40 H A 3 P LA T mTORAE 5% AR H]
R IRALAE polyP, o FI ML/ N F 5 1Y polyP 3 4xF 55 P Kz
A0 1) RAGE FI P2Y1 SZ AR EAE ], LABEAR L
T 3 Vil / 22 A IR 75 2 B2 45 171 3 (phosphatidylinositol
3 kinase/serinethreonineprotein kinase, PI3K/Akt) p IR
& B C/HE M W C/dn M A AE S UE T G
(phospholipase C/protein kinase C/extracellular signal-
regulated kinase, PLC/PKC/ERK)i& 124 i (1) J7 =
Ak 3 SRS TSC1/2 I SBOLANE , IR
mTORC1 Ffl mTORC2. I4F, mTORCI ) —~F 4
PRAS-40(the proline-rich Akt substrate of 40 kD) 7] 11 I
%7 mTORC1 9 3% ¥, 1M polyP Fl Akt #F AJ ‘3 B
mTORCI JiE#) PRAS-40 B 1k, M1 ¥ % mTORC1
WA, I, B TSCL/2 KB mTORCL 4b,
polyP 1 W] 3@ i Akt K i ¥4 W W2 k. PRAS-40 3 i
mTORCL &

1.2.2  polyP ¥ i% Wnt/B -catenin 5 5 & & H T
polyP e mTOR(ESH ™ i Wnt/B-catenin 18
SIRAR T OB AT W IS I R 3B (glycogen
synthase kinase 38, GSK-3B)fEil i J#i% TSC1/2 F3%
mTOR[F 5B ERIE, XERWPIANFS ML Z H7EH
TR AR 215 5 B A I AR 2 SRS, — B
Wit £ 115 Ff 55 Frizzled Z AR GLE G )5, GSK-3B
B W R Ak 107 2K 0 (GSK-3B % 5 B -catenin ¥ % fi
GSK-3B Y 2 11 2= 3 258 B 1 B-catenin HE AL MU,
NN 5 4538 B s T 454, 755 Wt/ B-catenin 58
FEPRIFE IR, M S 2 mTOR il Wit/ B-catenin 7
5 10 S 114 TR o0l Whnt/B-catenin {5 5 & 148 B A
PEWT RS, KRR RERER, WM ESS
JibJeg % R 1 Wint FE 3 KLU Cyclin DI R 3R K 18
E M)

Hassanian 25059 % 31, polyP., i 1 5 RAGE il
P2Y1 Z AR 454, LA PI3K/Akt Ml PLC/PKC/ERK K i
177 X, 5B GSK-3B B IR AL 2R % L DA T LT
Wnt/B-catenin {55 5 4 12 . polyP ¥ ifi GSK-33/Wnt/B
-catenin {55 5% S AYALHI W ATERE . ARFJE RN, & Fh
Wt it 5 Frizzled Z R FKIEL G i, GBI
18 1 R 1L K% GSK-3B, 53U 5E #E Y B-catenin F5
16 24 A% F1375-5: Wnt/ B-catenin £ A HEE LA 55100
1] Hassanian %5236, polyP Al 38 1t 224~ 25 BR 52 1)
GSK-3B/Wnt/B-catenin {5 55 T, MIATT % Wnt £ [
454 FHoR E 1Y Prizzled 24K . WA 2 AT 7S, polyP 5
RAGE Il P2Y1 52 {4545, A PI3K/Akt Fll PLC/PKC
#ivE D=0, I 2 D PR [E] A LTS GSK-3B/
Wht/B-catenin {55 5 &2 (1)polyP 4 F %) Akt 4 1% 1J
T2 GSK-3B HIUBERRAL HHPEIN ], DA T3 58+ 1Y
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fiti 3; Dvl. Dishevelled; LRPS/6. {16 BENG 2 32 A G 1 5/6; mTORCLMFLY AT R E AL A A 15 PR BEIRIMENIEE 3 i ;
PLC. WG C; PKC. 2 LN C; Akt 2224 1R I8 2 R 25 [ I ;  IKK. NF-wB I ; NF-kBAZH 7 «B; A ARFEM, A A wat

AL {A 5 Frizzled Z IR KR LS AT,

RARIE , NE S SR AL K6 GSK-3B, IT S35 441 B-catenin 4 [a] 41 U 4% F1i%5 T Wnt/B-catenin

FEHEIL AR . B. HMGB1 5 RAGE 52 7 1E HLfaf A N St At A, 78 PN 4 (B AR S e 4N ) h B 1 AR R (5 5 0T, X AT s
HMGBI IR C K £ 4 . SR, JA BNZ (5556 575 B AR S Wk B M AZ AN P -, o HMGB1 il H4 AR = B IE R fif . €. D. polyP
83T 5 RAGE FI P2Y1 SZAKAHELAE T, L) PISK/Akt Fl PLC/PKC/Ca* i 1Y J5 =AM ] TSC1/2 #41% mTORC1 FlmTORC2, TSC1/2 B &4k
JEmTOR MY HUET R T, PRI Ake Fl (3%) PRC X TSC1/2 & AR B R AL MR 25 1 2518015 mTORC1 Al mTORC2., polyP il i Afl [ i L

I3 IKK-oo/ B HYBERR AL AR T

MM NE-kB. T polyP 5 RAGE Fl P2Y1 BYAHH 1 FH ) PI3K/Akt Fil PLC/PRC AR #iM: 7=, Wl iid

/D PR [ LS GSK-3/Wnt/B-catenin {55 7% 5 1 (1)polyP 5 1Y Ake I 7 5: B0 GSK-3B (BB AL MM HEANH , M52 B

-catenin E"J *%i H

(2)polyP il it J#7 IKKa/B 7] T 4 GSK-3B MY TG, MIMFEAE B-catenine HMGBI1 I H4 ([ Hh 4 JB /R ) 0] 8 35 i i i 2L 155

FNL o FRTYE polyP 15— A% 4K Pl TE HUBRSE AU AR FL AR A 1S SRR SR SEAR L 7T, AT BR AT ]9 RAGE 4l 1E A BC AR Z 5 45 A 33 A 1

FRAREAER], JFERETX 52 AR
2 polyPifiid 5 RAGE Fl P2Y1 Z/KZ5 4/ mTOR, Wnt/B-catenin HI NF-kB {5 544 F3&1%
Fig.2 PolyP mediates mTOR, Wnt/{3-catenin, and NF-kB signaling pathways by binding to RAGE and P2Y1 receptors

B-catenin FE AN, HFIHHMFEIE; (2)polyP il
T I0E NE-kB 111 751380 B (inhibitor of nuclear factor kB
kinase, IKK) 50 o/B T T 1 GSK-383 SR N
A8 5 B-catenin 25 [1 T i & T 3 B-catenin 15 F 5
Ik

1.2.3  polyP ¥l NF-xB {5 Siktt  AHFTIRM, i
IR Y polyP HEI IS NF-kB {5 545, LiRIMmA

40 Jifd %k BfF 43 F -1(vascular cell adhesion molecule-1,
VCAM-1). 4if }fd [8] 7 Fff 43 7 1(intercellular adhesion
molecule-1, ICAM-1)Fl - £ H IRk, Lt
PN THP-1 20 [t 26 B 2] polyP 347 1 P4 iz 41 it 1130,
polyP i 15 NF-«B I 1EHI AT Be 2 A A5 AR Hik S
MR ZREE S 0, WATREREL TR
BB 5 02 48 A o AR (80) 4 JHG P 0 40 i J5 v i



NF-«B il %] |fif Dinarvand %59 % B, polyP 3 i%
NE-kB {5 54842 tH RAGE #1 P2Y1 ZAR T/ S0
A, 0 NE-B 551845 AT B8 30 il polyP X
mTORCI (FLE , 2o, A5 iA%EE L nT 1] polyP
X NE-wB 1EPERRE I, 2R WIFE N K 48 L polyP ] 4
9 NF-kB #l mTORC1 {5 5 i& 42, MIHF NF-«B A 4F
57848 M mTOR A 7 ik 4 i B k™ (K 2) .
P A% AR I FE ARAE PR v () SR ZEAE F LA polyP 7
YIML R B T IZ AFAE, polyP 1] RE A i I I RAGE FlI
mTORC1/2 {553 6 XA I A 5 i 158 93 1 A& Ja HL
RN A R ZEAEH], A E A MRERE . BRI
RN (| KE R Sy b p ey e ) I QN AR VAR |
PRRAAET /N RN HAth 48 AT K 5 7K F- 1 polyP
FRZ R R B M YR G 2R ) polyP A 3 1o 3847 i
WA 50T Y mTOR H RAGE 18 5 17 1) 53¢ 2655 B A
PR, AN, polyP /v RAGE fiE R 15 5 AU
i mTOR I NF-«B it , 117 HLif i 2 HOR LA
77 i P 48 (reactive oxygen species, ROS)ATSE T T
PEEACR IS BRI, polyP A &G LA PN B2 21
Jitl *h RAGE Il mTORC1/2 15 & M 45 1 BE 1 2 R by
MR IEH AT RE . AU, Hassanian %51 %
B, polyP if i] 415 NE-kB 5 Wnt/B-catenin {55 2 1]
R3S GHEAE . B2, mTOR, Wnt/B-catenin Fll NE-kB
T I S Z R AR BOCHRRY , polyP Rl AR EA1Z[H
HIAC SGEAR , DA A & S B o
1.2.4  polyP SN T RO HAR R IIGE T
FE 20 L 43 BT rh 7 S R R BE 1Y) polyP (S0 pumol/L) A" B
fil ZARRAT T, PG/ MR IR Y polyP 42 2 /E Y
A 2R TR ORI R g AR gl
[ 53] 2 41 7 11 H4 (histone H4, H4) | HIE5 A% R 16 &
F1 1(high mobility group box 1, HMGB1)/E 4 Jig 4
TFAEJAE J VB L A 15 AR I, st
PRI 2 8 F DR SR A28 20 B 1 X6 M0 (B ) 40 TRT 4
B 2 B REBCEN LA N, il a5 i VR R I PN B2
08 I RAGE SZ M AH BV fik & A1 4% 15 5 9B
N, FEAREE I FNAR 2 BN Pt B 8 AR M 1
I/ INHR Y 358 R H it A AT = 1 HMGB1 Fil polyP,
— EL R SO A2 4 U ) I YO B R 0%) . Dinarvand
ZEOVL B, polyP 5 H4 I HMGB1 7EAIE 42 757 Tl HA 13
FVER, polyP fESX MR (IR M4, I
i o 5 RAGE Fl P2Y1 ZAK AR EAEHT, B 200
CafF Z IR NE-kB & R, MM B 1w RIF
S (| 2); i BE % FE (0~20 nmol/L) ) HMGB1
FMIGHE BE (1~5 umol/L, %M BEAS HATTE ) Y polyP.,,
REFHN K A, S5 R oK, {2 2.5 pmol/L polyP. (H:
W FE AR T & FE T aE 0 Tk B ) BV T B S 44 0 ARG e
HMGB1 I RAEAEHT; 25UHh, 7E 2.5 pmol/L polyP i
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MR, AL 0.4 pmol/L [ H4(Z 5 pg/ml, A EA T
PE) B AT 2 5 A U RAE SN o R H B
KA polyP (X A [FI/E T A58 21 . U 2~3 nmol/L
) HMGB1 FI 4N B IR Uk B 11 polyP, oo (LT 41 TR 2K T
1) polyP K /N JE 1 2 & Wy sk i 5 LR P 52 40 ey I
HIRFUIAE 245550 ARV E polyP,, (2.5 wmol/L) I
Y JEE IR e PR P A% M TR 1 2 B B o [ AR 6 A
HEAEER AR ERE S, WO ERY . Hidi
(B0 HABAE R FAE T, 25 AE FIAE BE L& 45 0 0.
11 O 17 5 S B = v R S T o ol R L %
rprlsose] AT 3 e PRIV 5 TR S E RNV o

Dinarvand % 5O H — R HEAL I R MR polyP
R H AR RVEF . B4 RAGE Fi AL A7
SRS 5 I 2 Ra Sk L e FEE R AR 40 L Ay 1) 245 4
B, % /D 4 RAGE 3 T 1E4R M T HEE
WML B, BAKSF (HMGBI 3% H4) 5 2K 45 4 F
FE T SZ ARG 22 RARGEHE, DTSR S0 40 P 1) 25 4 35
A (57 5 AN M N B FET 4253 7 25 B BTG A5 R R 5 4
B, 2B RSTH=AER, HMGBL /- FIM
ity 3 A L FE FLfT, T 22 HMGB1 43T
B4 B FHL 67 3 5 RAGE A 1F H i ) L AR &5 5 B4
A et € RAGE /- FIIZ SRR, 9K 41 i 4 iy 45
Pt sE 67, 36 S B HMGB1 43 22 1] (14 1F HL faf AF B
HEFF o polyP 14 B B + 3R & Wy vl [\ B 45 & 24>
HMGBI1 7T, i polyP [ i 3 4F F #2 22 RAGE
BP0 R AR 5 BRI, MM FRE RAGE (5 55 5
P IS5 ; RAGE £ RARAYTE Al 32 1A 4 41
JRREFSM SN, BUE RS EEE S5 MR T
WA 5 5 AT TEMRIME R ™), 28, polyP 5
HMGBI 5% H4 JE i1 — oo A Pl sl A 1 e E S
P2Y1 ZARZE A FF 1IN e 115 HoRy 2 40 i 2 11 RAGE
ZAREER SN 2). polyP £ B 4 HE 1
AT B0 0 2 T %) BC AR (HMGB1 B H4) % %, M1
WORMES o AL, polyP il it Wi i HEAE HFa & %
M5 PTE T IE RN, AT I RAGE 1Y 3¢ 35 1 1F
—HRAF 57 5

polyP /i3 115 5 AR 7E 48 1 S e i ) 7T i
FOABREN, PRAAMAR A 5 114 20 TR S T BE RSO B
polyP 43, iXEESF L5 A LA T, M
1 388 38 A2 (A 25 e N R A Wl 38 ORI AR s i B 3
S B AT BB A R e R AE S IF] polyP A 11 4 B
GERE SN LA S A P B o] 5 Bk O R gE LA EH K
B Y. T Dinarvand S5 SLEGHE, AT L
AN polyP 1508 4 —FEK HAT SR 98 TR M I A 4
i R 7 (7 4 JE RIE it 3 2w oK 2 A7 7 T I VARG 2
HO AR IR RIS RIS R e R AR T, DT
1 AR WS RAGE 324K, Jf 38 b i i ke B A .
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X R A 1) 8 B AT figp e P B R PO T T A
AL A X — IR T IR YT AVE RIS R e
RIFFAE (B MR ) F5 78 BT AT T HE

2 polyP HH AME R G R TE 1%

HE M AR FIAMA R G AT PRI AR, ATRR

AL . T BRI AR SZ o A M AR 45 1 51
BARFE R EANIEAME, HEL FEAREZEY
Wi, HE a7 dMERGALHE 30 2400
M SIS G E, BAT A5 fa kA e 7+
BRI, A BT R AR A RO Ny 1 S g 74 %b
ENCIBERUR. 3 57 ¥ NI 28 | 87 ol 2 X A7 Y o83 R L8
SHBRIRAHE R CIFALRIE L, Z 5 TR A
S-S FEEIAE ], FROMAMA AR IS . FMA
MRS BEFE 2 AP IR T I, 3K AT SR AR =
SRy BRAC AT (Y . A5 SR N, DLk SR AE 352 BN
DAEEAATT o VAT AMARTE M 0 PR AR AR M el st
PE E BB SRR G, R AN R A il
BB BRI, 87X Sk A2 1 8 5 ML AT S 259
FE AR B R 7S]
2.1 polyP i it 45 B3R 15 FNEE 4L 2 iR AR I il #MA L
W EAMARG Y, Cl1LINH ZZ MR FEEE Rk
R EZEAIET -, HAIH 2 Mg b 2 2R E
I CLs( 28 LR 28 1Y L 1 22 24 R 25 11 1l ) A1 CLe 935
PEVS IS E R R H R SS S R R
(mannose-binding lectin, MBL) #f 3¢ 22 24 & & 1 il
(MBL-associated serine proteases, MASP)-1 Fl MASP-2,
T MR T C4 F1 Cab 45 A 1 C2 DI E], LAK
C3 AL Cab2a I L™ 5 HAt 22 Z MR 4 11 1
fa—F, WRFZRYIE el C1INH 5 Cls 1)
FHEAEH] . polyP J& —Fh KIRETEMI 2RI & ¥
Wijeyewickrema %%V & B, polyP fiE 5 CI-INH 45 &,
I DL B v AR 75 XA #E C1-INH X Cls Y 410
i, M Cls /-T2 C4 F1 C2 VI E], B &AM
Cls X MR R AYHGG ; MH, CIINHF H#5 Cls
1) 22 5 R A BRSSO BAE T, AR BAE T 32
P polyP [ A7 7E 11 35 TN £ 90 £51°, 15 F 58 & BH |
polyP 13 A] 14 35% C1-INH 5 MASP2 i A H./E B, T
polyP X} Clr (13X FRYEHARES ™, FEAMRE R RG],
polyP iffl it} 28 MR A2 FIBEAE R iR A% W A C4d IR
TEN B0 B, eAh, polyP /S A2 filuds A2 3G
A BB A 2 MU RMA R GE (K] 1), HESRIIE N, T
ST [ SRS X RS AT R o S o 2
EATY 5 2 B IR A B B9 R 48 75 i 2 e B 3 ok —
oY 2 P AMATEE AR VE T #MA A AR G

polyP I C1-INH & i T & AL iy il /Al - £
ANEAT A AR EA AR B S PERT R i sk

O3 ATAHEAE R, DA T 2 [ 400 ) e = 20 2 T 14
s . I, X — b BT T RE S R BURN
F 805 POk G A IR B Hermansky-Pudlak oE
TESI R, /I polyP /KPR, 3 AT AR JEA
MTEA st 4 R R 22— R nit, b1
B A7 W I A A R R AR . X R B R
$iE SN AT g2 2B Y, T polyP 98/ 3 B polyP &5
CI1-INH Z R AH EAE A AR S, REOR 2811
AMABOE E AL R HEE R —, B,
polyP /& Cls 15 C1-INH AHELAE I KRG A+, )2
AMACTEE Y B A 2 R AN AES TR
PRAE 2 RN, T RAVEBI R IE I &
PRAL TR LA
2.2 polyP MHI KM LA ELE  TE polyP A M fik
MR ZSZ R, AR RMAN T B A E TR BT
P, R polyP AT e B T4 b ik ik A MAS S R/ A5
FEFHES), [ERE, SN IN polyP RESD I AMA A (14 41
BAGITER . U, 45T polyP AT B2 —Fh i iR
5 B RIR A PE M AR Kimura ZE500E T polyP J&
FIMARFIEE 1 22 (AT R (BAE . Wat SR 3L, polyP
DAVR BEMRE B MO A S 1 2 5 AR AR 1)
77 B E I HAMA R G ARIE R, polyP &5 & Ik
Wesh, sfaEd, BRA THREEEEGY
(membrane attack complex, MAC) ) A &1 41 %% J 5 i
A5G o XL B R T — R MR R L
i DXEUE T BEINL S AMAZ MY S J8 CR T,

polyP I HIAMARLE FIHLRIIATE R, 1R —Fh
EFREY, HES T MaEe 5, *MEm
J SRS B A CS S AL P BB LR T8 25 -1
BB T HAEAE . Wat TSR R, polyP W 24K %
s S ek, Hig5 CLINH, #MAK 7B
AFMAREFHE G, BAS5FMARF D, #MAR 1
B C3b 4G . ARIETHEE Z SRR polyP #11 i
HMATEE VR FIBLA
2.3 polyP ZEMHI#MAIE M iy A Bl 5 B AR
FHETS:  ARXT THEBE AN 2 RFE, polyP FEA b
PRIEPE AR B SOFANHE 3 HEM A polyP 55
CI-INH A P [ 1 HTa] LAOR3P 45 32 C1-INH Hh N B2
A B AEAE T B2 A R ™, A (g R A Y
ML H % A 2 LR TS (9 ARV B2 poly PO Rl 5 1A e 4
i #Y C1-INH 255 T2 8 C1-INH: polyP B 54, M
7 AE 647 53 1 Hh AL 25 1 (40 CLs R (B MASP2] .
[FIRERY , AR TR A AE Y polyP AL REI il 1 = A0 i
T MAC (7745, AT PR35 AR A B 20 B e 52 4 MAS
POE S R BIR ,  [R)IEOR B R A AR 2R R
XA FHALRIL AT BE3E T HAB AL . polyP £ 1fiL/]
R, IESE RS, C1INH WAFAE



1104 Y T S /53 ST FAR € SR C 9 11 RA N e )
P RS AL Tk ORI/ MR
T polyP Al C1-INH 7E I/ M AP 7 R,
IR /IR 1 1 755 7K polyP AT 3 o) 5 C1-INH /Y
TR T RARBEARS, IHRAMARS . A
TRAP i AN S 2 RAR SRR, RIS Fe i/ I/
A A S L i A% T8 AN AR AE S o (AT R A
polyP B 5 #MA K ¥ HY 45 &, HAEH ARl T
CI-INH, Iy s EAnE e 2 AMAROS . %
T BEZH % FI MAC 455 S BRI . I, polyP HY
= AR RO . FH L, XM R
B WURLAR AE A B 1 B B I B, XA
I/ polyP ZKFAIRI, FFR B A i 1 3% B AN 4k
KT RAE R 4% H T RERRAT .

polyP J& —Fh RIRAFAE B 5 T8 i) 2 R A B
T, AT AMAEOE A Re I B A TR TR A4 RN
A, EARAAEPE . RIE B R T,
polyP Y 4= & il I A] fE 25 518 Lk T2 ) g KRS o 4
M, FE/NEETI R polyP W] X P B K 175 5 A M
PRI E DY RIS AR ] polyP YA YT 2 #b
IARIETE I B B o Conway™* X} polyP 76 T B AF- 5 AH
oM B BEAS 4 (age-related macular degeneration, AMD)
TR FIEEST T A BRI TSE . AMD J2 2k B
DLIEER, AMAE B RO R EE BUR R RS, 7R
I AMD /N RS R SRR A polyP BT
P BB A A AAMATTAR, HARE S B AT
BT VEGF #L 17 i AL, HARWLEE R polyP B A
RSP s ZWTTEAE RN i — PR polyP BT 2
BT EHS AR

3 polyP X 52 7& 4 AEEY A 15 {E

polyP FY /& B M o I LA R R, Ak
i polyP 1 izt 2 fish 4k 2 fiph 5 1% 1t F) BE ) J2: S 5% polyP
BUECTAE S, [FIRE, polyP X G sie 4 A ) 5 1 H]
WERBEMSG, M/IMROR IR HYREHE polyP HLAT J
PEANMATE P, 104 AR B polyP W ELA € 4
FHBZ BRI 1]
3.1 /IR TR polyP Xt G2 41 Fr 347 1
3.1 PPRRIANNE PRI — R 2R Al
L, FEARIE . SR G AR T B e 285G 2 1Y
VERT, J2 B SR 55 2 A P07 69 1 0L =2 — 7
LI5S R P 200 4 A A P X451 £ s g e g
SR ZE SC Y i/ NBORR Y polyP JE /- ix 46
FHEAE RIS T ks 40 B s P R A o

MM/ ) polyP AT 175 S i M 4 i 1) 55 46 FIT SR
% o Ghosh &1 L,k = LS SN B IR I 1
(inositol hexakisphosphate kinase 1, Ip6k1) (1 /]N f K Ui
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1y i/ polyP KPR, F B Ipekl A AL /)N
FRUA N polyP -G ;s 3K 5T ML /MR polyP B DI fiE
PRAt TR S ARG ] T b MR i SR
117 H PR KL 20 M - 1 /) AR 26 4R 9 (neutrophil-platelet
aggregates, NPAs) X AEIEHE R AR A", Hou
ARV B, /N T PR 20 i v i 2 Tpekl
IF, A 237 Ipok1 R Fe /N B 40 B M i A A5 A e I
HB T 20 SR B RN NPA TR sk D i B S . fBAT3E
TEARAN R G EIE T 1L/ polyP 7 H Mt 41 if 58 4R
HINPAJE st b g nl BEAE T, SR AR F R A= LA
Ip6k 1 i[5 5% (1 2l Ak L/ NS R H P 48 e ke A
PERLAH A X LPS BN i A S s 25 R R, 4
fift = Tpek1 A Il /)N 5 B A U Y Tpeket dif g 174 P kL
M —EWF N, LPSAREISE T NPATE M SMEE
NN polyP J5, LPS WK T 155 NPAJE i AE /11,
HZARRL, RNBEFRE LI, #4 polyP i1 5 ] Ipek1
B /N B PN TR 52 LPS 1755 ) NPA JE AT PR 20
P ARZROY DL A5 R R, 7 A AR B i/l
polyP Al ifs S PR AN ML A SE AR TR AR . 52 28U,
TE /1N B BH 2 P9 13 559 poly PRI 448 5 LR S2 LAl A8 Hh
TR A I S AR DuSE VR I, S gE R p-ik
PR T P- PR ZH R A1 5 B8 W35 082D polyP
P ry R AR B . FER LTS, TSR R
P AL S5 H-1 R bk I 240 B D e BT i -1 e a2
R A0 L RE RIS AT, (A HIR S . H Al
AN FE T EOX I I ELAARBLE] . AE T Mok
TR HIARAME I | polyP Xf A FR PR i B A 1k
FEALVE S, g g — DR W], polyP &
PR A S A AR A A 055 271

MM/ polyP 1 BE I T Hh kL 4 i I Bl NETss,
3 A T S AR SRR Sy e e A ) 2 A A T
(NETosis). PR 40EER A FWRfEHSN, iLaE™
A= i DNA. 41 28 1R SURL 9 50 41 A% 1) NETs®7,
NETs 1] 455 FIASCANE . FEffFeE I A7, B 1k
bt 1L FEOS . Toll ££ 52 & 4(Toll-like receptor 4,
TLR4) ] 4 S iG AL /M 5 PR i 45 5, 33k
rh YRR 40 95 16 AT NETs 2 1 Chrysanthopoulou
TR, I/ RO VR Y polyP T A S i /N RN
RN L AH BLAEHT, JF il & N2 v PR R A8 I B
NETs. NETs & FH W & A 1§ 2 — 20 i mTOR
& H R OCHE 7R 5 R, RIS mTOR Al 755 A
Wit & HE 0 polyP RI 410 4 H P K 48 L ) mTOR 5 5
S MAESE F IR NETosis® . LA 25 B4R,
1L/ INHR polyP 7E — 7 F2 B |- 38 48 ] 15 NETs (9 JE Bk
A FIMARTERAE, HAE NETs TR i 25 s
YEM
3.1.2 AN AR — 2R E TR R
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M, 5 b PR 20 I — A Ok Y5 T e ] 1% i AR 4L A
PO DR BE RIS S ] i e S A% 20 AT L A
NN (BUSEER) BRI . R SR . BlR
A AL AR 5 P RIS Bl polyP 42
AU A A I RS . SEER RS, TR A
Aok

LT YN 2 — R B AN MR IR R AR, B 4
P 15 I 200 i 1 A P R 2H 2 B S B T 1) AT 4 4 A
PR, TESERME . O A S LT g vh & 454
FHUT, Suess FEU R B, T Ak ML /INR BRI — Aol
T34 1 A\ PBMCs MIZF4E A ML 504k, Ho A% polyP 4
YT (exopolyphosphatase, PPX)4b B 5 A5 H A 5
LHAEAN R TSP, TN T8 LAY polyP (45 1L/
BRI polyP K /NJEALL) Ab HHE PBMCs 1T 34 111 2T 24 241 A (1)
Bkt I/ INEOI TR ) polyP A T 175 3 J 2T 4 41 Jifd [+ 5
—Fp )2 5 0 0 A oL R Y LR EF 4 0 A oy
fRil, XL B R, polyP ANAXAEXT 4 1 AL A &
REE BRI 7 A BEAEN, SN
F A A 2 AL 4 A ) Tt B R EAE T

AR, XFERW AT 6 BT & e
IRl E R T AE A A2 i T UL, I/ MR 224
SEFIEGT , polyP Al BB S EUSMEAAE RN, HZAE
YA S, AR PE AT Ak Al AR v
IR 5 BRAZ AR R A 45 S 8 1 i EL /M
PRGN, L, polyP FIRESE R A ML/ I . 2
YRR T o
3.1.3 BRI EWRANAETE FERAERON . ZHE
B2 MfRA i ECEZEMIER, g shas 1)
14 polyP 52 Ml 5L W4 i Fr B BE I T Ry S 1155 PR i
YEM o Tto SEUSIHEARSMIEIE polyP (5 1fil /MR I polyP
RN A W 20 i XsF LPS S By A9 VEFH 5 LPS
Aib PR THP-1 Y5 0 20 2 fie iR L ik 4 1 440 i A
FUI TNF-a., IL-1B8 FIIL-6, Tl polyP HE i 2 4 i 3k o
YERT s HAE FIALA S polyP M5 LPS 5 W 4 i 2K i
TLR4 45654 %
3.2 AN RVR Y polyP X Hou i 4 M i) 417 il 4 1 I fie
HEAN T A S e iR
3.2.1 XA IIHRIER  E YR IEAY polyP
ST A28 A0 i EL A IR o Terashima-Hasegawa £ 194]
KIR, VHH B R 150 P BERRAR (1Y polyP (K T IfiL/Mi
TR A 200 b A Y ) polyP ) AT 38 3k 41 ] 15 s 41 i 55 42
2RI, ARG L2345, 45 m LPS i1y
MREEIE AL/ N BTG 38 RSN SESS T, JH polyP
Ak FR Y B0 20 B X RS S8 BE - - ae(tumor necrosis
factor-ot, TNF—OL)E%TE'F mkate . LshaE Bkl A
p38 Fl c-Jun & FE K %t ¥ B (c-Jun N-terminal kinase,
INK)BERRATA SO . X BEARERE K5 polyP Al

YER G Ze i o (AT A2, Roewe S 7L
FEAAE polyP TE KA 75T 10 M REAE HH O VE TN,
R B AE polyP A HE s KM AT 5 /N BRI AE T2
A, [m IS R R N A B R s PR KB
polyP AT ] BLAZ A AR AC2 /b A 240 R I Wk 240
MISEEE . JRURES FRAZ NN . W20 A AN v Mok 2 i
XFRWAT R B A EE ] o IR P DR B BIF T 45
RAERM EERFE: B— DS IR polyP 1]
P e MR BERE AL /N B A6 3, T T — TS B 2
SR polyP NI i3 KA AT 5 T 1 R EEAE /) B 5E
TR (HERSE b, X SRR R W BE polyP HAT I
T AR AE S iS58 o A L B A 2 e e

322 fRIHRUZEYIRRRERER  polyP X e 41 Y
PR ] AT A W i e e itk . A AR LN e G
HE 1 (Trypanosoma cruzi) 75 B2 F5 K v & A FE /R K P11y
polyP, X XF T LA 3219 5 7 S5 R B J el
HHEEN ) [FAEHL, 404 polyP R i 4 L I A
A (Dictyostelium discoideum ) ¥ Wik (1) S B FF T A1 HESG 53+
AP A7 G, BB T LA o B, HGRER
FFFWEE P 4 AL S5 A 20 M 2SS, Pk
FEEIN polyP 7 L W 21 M A 0555 A B 7375 T A e A4 L
AEMMER] F552 E, 05N polyP n] {2 i 1 L W2
e Wt 1) R M T B RV 43 BT B A0 ) 5%
Sy BOFF BTERY Se e A MOER A S, Be3E o 31 ) A ek
JREAFN IS A P TAE TG BRI T, DT S B0 R %
YLBI polyP i 1(polyphosphate kinase 1, PPK1)J&/R
Z YA TR F polyP & LAY EHE A, TR RN AL
ATP | 2R o5 W R AR 7% 7 3] polyP B0, 25 4% 43 4L
FF T8 ppk1 Bk B TR 7E B B 05 200 B 456 B A7 05 R B
IR R g polyP FY PPX 8 Il 31 2K L I 4
FNEEAZ 53 BT B A 55 3 ) v RE 1 iR 15 3 40 %o
TN AR TEAE, HED 25 A% 0 B 1A n] RE 2%
43U polyP LIS Sl B A IAEIE R, 54k, £
FHABBFFE A B B, ISR 23 B ppk 2872 T8 7
Hz polyP RYBE I AR, TE/REGL Y EL AN b A0 3
IRB2)s BEIK polyP 5 41 T Ho s 6 3% 2 M A7 AEVEAE 1Y)
BRER.

3.2.3  (EdEAN S kiR Y > HLE B R
T A5 5 B 12 BN 4 B R R ) polyP . 4l L A1 polyP 1]
AV 3 e O A T A W 1140 SR M AT T T Y ST R 1Y
FEIED), RWIAEAE — R (55 e T 2R A2 SR 1 400 i 51
polyP 5 7 W A4 i 2 T 43 A 1) polyP, DA TTiT A1 2 24 A7
[ eI . Roewe S5l I K AT 1 2k 5L 1 LPS
HIE U polyP X ELWEANIFEATALB], S5 A K%
polyP BEAT 51454 5] CD11'bF4/80" B 4Nl Fe 1w, -
A% Bl L W 40 £ 50U JE A RIS vh s anise
BRIR A RS S5 B VR AN IS, polyP AHi5 FELIEAN



MZh G . BilR 8 R polyP AR = —FhEH & R &
Y, et S E v R Y T A S B,
T T2 7 SR WE BE A ) polyP 5 B WE AN I 25 5, K]
polyP 55 FL W5 240 (1) B ) A ELAE PRI T A A
FH o A8 AR % % 40 i oF RAGE F1 P2Y1 42 polyP [ 5%
PRUS SRy TR polyP 1817 G2 4H A2 75 4936 i 4
ZAK, Roewe MG Rage™ = P2y 17/~ [ I 40 fifd 5 HBF
A E RIS L, & B polyP H-ASTH B RAGE Fll P2Y1
ZARBIVER] . Suess LI, LEAHEEMIREEH, 20
JiL &1 19 polyP I BE #% G & 111 1 1K 32 14 (G protein-
coupled polyP receptor, GPCR)GrID T /&%, I$2 5
RIGHF IR BIAETE ZE); W] polyP J8 i JL A () £
ol 0 6 R A1 o] W T i 0o 8 A A R 1 R BB E
Rahman 94738, B GrlD b, 78 4% 3 UK 1 Hh Y
polyP {5 53 % i 75 5 AdcB(HE 5 GPCRAH B/ I Y
arrestin F£ 45 Iii) . Ip6k. RacE(Rho GTPase 1 26, ﬁ‘) i
Lst8(TOR M) 5500 TS s TR X BER 731
YRR, polyP JGikA il L 105k 240 A Xof £5 A2 T 1Y 5 A
YE o B polyP i i Y 8 1 2H o076 NS A0 v BAT
IR AR 1, PRIAE A 2 5 200 6w 245 47 BHL DR 3k 4
23 SRR BE B 9 D 4 G 485 4% 53 A T LA DL
DHAREEYE, 4Gy A,

polyP AJ A 15 L WU A R 7 . Roewe 513 iof
SR AINE & B, KAE polyP B AL B I 4 g v] S
B 749 AL W] 52T A0 736 4> B T A, T
polyP 5 LPS [] Fif b 34 1 I 240 e mT 5 3 814 4~ S 1A B
2 FVEAN 1083 ALK W R R AEWIE BT
PO SR I, KB polyP 5200 Y 4H MR AR
RN XS IL-4 AT & y(interferon y, IFN-vy) L &
JNE WA A3 A A S A R A K
polyP REVA Ty ik $Eik A%, F W] Mg 40 i n b Ak 32 1 i
polyP FISZIR . [ W 40 0 6 70k ML AT M2 PR e
TRULS) - AE T 04 B AR (4 S 2 N & RN, LPS
AR L 2 BN Ak M1 A0 (K% polyP BT[]
T LPS WS (1 EL MR A i 258 M2 AHSCEEA, Tijdm
il M1LAHCHE A ik . 5 M1 RAUAHDC ) — P H 2L
FE N & — S A& 5 U (inducible nitric oxide synthase,
iINOS)KEH, H: mRNA = RE# K4 polyP fik il
1715 HL 20 Jf P 4 iNOS R 1 8 7 ) NO 7K T A I Fie
IR, ZEFA LI, TR SRR 1R 1Y ppk 575 TR %
YL 1y L I 4 T 48 PR ae S Ak 0y i A 1 B 0 RS =2
IS ~(peroxisome proliferator-activated receptors-y, PPAR-vy)
1 24 ifL £ 2 -10(interleukin-10, IL-10)FZE ik 20,
TR % 7 IL-6 Al TNF- [ 26353810, 28 polyP 1]
RE A1 F g 40 i A M1 FRL A £ oAy vz 202 g A7)
R, FEPIFLERFT R IR Y polyP s AT 41 5 1 4
I MIRAL, DLEAREHWINO, ROS, iNOS FIF N
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SU-2 SRR AR, I R R SORE PR B A 0
JIEDERE . 52, Harada A KB, 7E/DER
i REE I 55 241 i o polyP REIE & T 1 iNOS mRNA 7K,
T LPS i 5 iNOS i 215 FINO IR, BRAR
MM AR TERE ST o HeAh, kIR 7 BT TR FR SR ) 4t
A1 polyP R 1 il i 210 7 s A% 2 0 AR il £ 33 2
NIOE KBS E: AN T i0] 5 P e ) S A 2 (9 E
MW 2 B AP polyP K-, IR IIIR 43R oA A A7 T
e, M AE GrID w5 1Y B 4 polyP 143X SE 4 H]
B

polyP AJ 51 ¥ LPS/TLR4 I 17 1) . 5 241 Jf %) TEN-1
FIMIN o  SZH I 53 A R W 5% polyP XJ LPS/TLR4
TG ) I £ P P ) TN R R A AR B s el =R
SEE, KA polyP UM 22 R IAE K h 240 TFN
PATIEA (7 B 25 R IA Y 64.3%), Hirh 2T
JEIEN-TJH AR, HRZHGEMN T, K8 polyP
FE AP E P IE 2 T C-X-C 3Pk b H F LA
10(C-X-C motifchemokine ligand 10, CXCL10) FRBE I
Ak, K% polyP 1] #ll il CD11*bF4/80" 5 Ik 4 Jifd v
LPS 531 STAT1 " (W BEIR L, RIS T IFN-1R A
By B K —— @R f-STAT1" 55 STAT1 (I FL %
FRRFAC IEN-B MBS, KA polyP . w] #1451 441
Ji % TEN-B B o 4 ] IEN-B IS w4 ik,
HE polyP 1] 5 & H | 5 w20 ffd b TEN 9 7 2 A 4
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