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1992 4%, K EMERE BN &R EE IR ER K S
£ 5, sepsis 134 B MEAE SIS 2 5 EYE T
HDLEORMEBERDRIESNE (®DY, ZLT,
ZOBEE Lo T B MU OFF &I, Ak
WWRALUIREBEDZ Db DIT L »TTIRHARSL,
I3 BRI AE I 6 D A Ak DT S BRI & - T
BRENDLNHIHDOTHD. “sepsis” IT1E, K
PATRET DRSNS DR RE &, BN L

bacteremia

sepsis

Jk

THFEFERBEBEL, HROMAIZE B, &
DHEARDINE R ity % systemic inflammatory response
syndrome (SIRS) &5 Z LR EN TS, L
L, “SIRS” OJER & LT, BMPFEDPHRTIERL,
M7 L OIS, v av s, BELnoTdE
RIS B2 221 B, SIRS 24U 5 JRE R T,
FIRRR R RAEBDSIEET D L INRR 6 b, JREK
PR REICT I 1T D RAESIE D A F1 =K ML AT
SN TIINWRhoT.
1989 41278 3% X 41 7c Janeway’s ‘stranger’ model?

trauma

pancreatitis

K1 SIRS (systemic inflammatory response syndrome) & sepsis D#l=: & W EL 4
IR 4B 2 HELL B335 & X2 SIRS Li2lid 5.

1. IR >38°CdH 5% <36C

2. L% 90/min

3. WU EC>20/min & 5 WM& Pacoz < 32torr
4, B IMERE>12,000/mm? 3 5 W& <4,000/mm?®, F 72135598k > 10%
JRYSEIC X 0 SIRS OFHE AT T2 b D% sepsis EBWiT 5.
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TW5, 4% 24205 2 huEE R g Gl iR fa)
IR R MR O 1A% — v BT D
LT HE—iR’d Y, BYFEIC XL > THE L2 F
RE=ZE->TZOLES X —RiERIEISNLS
&, HURSR R Y v SRR L, PURZ
THMIZER LTHRIERIREZELD ETHHOT
H5.

Z NIz LT, Matzinger’s ‘danger’ model® /%,
e TIER L, B A=V EZTTME» Sl S
LB NEMED danger signal 734 HH 20 i i 2 v e
kL, TN E>TRERLZELD ETDHHD
ThHbdH., ZORMIMBIAGIZ L > TRIFTRL
BEYPEICRBNTHELD2DDTH Y, HIEMEY
IR D5 -3 2 — 2 BSAEBIICHIN 7R 812 F
1£3 2 NEME D danger signal DL R EE T D D
T, HIERSZ e D final mediator 1 Z @ dan-
ger signal THDHENWSEZFTHD. 2%, &
PREIZ X o THRIRMMAEW R D4 T3 % —‘/75§“57f3
LI R s < TH, NREMEIC
% danger signal 1T & - CTHRIERITIEMAL I 4, %
FEREDHE D LN SDTHD.

“SIRS”, “sepsis” DEFMNR I N & &EITIT,
BHTD, MR EOIEBAERE T O IREE D%
3H-Th, FAERRZERKISNRE 5 Z &3R8
ENTWED, FOAL=ALAETIEHLPITIE
ShTnwhrolk., HLWEERIC X 5B ORE
IR WTIX, WIHTIERS, PAMPs, Alarmins,
DAMPs (damage associated molecular patterns) 78 &
L & %z, pattern recognition receptors (PRRs) &
VOB DOBEARKESFELTVD.

PAMPs, Alarmins, DAMPs, PRRs &I

UH Y ReWwd SHEIL, “FrEOSZRMICHRRN
u/ﬂn@"é%ﬁ"f&'bé Eﬁﬂﬁéﬂéi 21, e
Sk, LEeFSX—ZERARY H Y RE LTORE
OFHRHEZRB T2 OEELONTE .,
MLfE O RETIX, WIRMAEY 2 O, R
BEWREDREREDOL T X — IR E L
%ﬁéméckmiof,m%W®/&%»mé
BRIV, BEMAT+ =—X —OEEIHKEVD
LEWVWHSHDTHAS.

LZAN, ILWEZFTH DX — ViRl

AT DS RIE b et A Ti— 71

7R —LWIRIFIRESTIE, 020t

—IXRHEDOT X BRI OREY H REL
THEBTDLRIREARNZ LIThkD. FRGED
Hk<Td, NEREOWME TS, HIFMOEENT
WO EBER DL, Thix —-D2DLt 7K
—RERHATDE L NS Z L THY, multi-ligand re-
ceptor THD LILXDHZ LMTE DY,

WA RO SME 70 & DREMAG F I B L L & 7
B—iX, TOX5BRE—VEHLESZ—TdH
D, FEEOWE & D 1% 1 OXIGBIER TIER .
TV RhFT DX S RERMEWHRDO L DT
HAHHL, NRMEHETHA S &, —EDIIHMHE
EExEDODTNNE—2ThE, ZONWTLeED
VG RELT, O&EDDLEFX —TCRINTS.

DGR, MlRNICY PV BEEPESRZ SN,
YA MHA L BREDAT 4 =—F —DFEEITDIR
MBHLEZBNSD. PRRs & L TlX, toll-like re-
ceptor NFDHRFTH 55,

ZDOPRRsIZHTHVHY RTHDY, IR
WEAERMTDIDOY T FNVEL RO 2 D530
DT ENTES,

OMELEE, VA VAR E ORFRIEMAEY B R
DAY Z—

QA4 HPITHIN EERPN) ITFEL, Mladhic
WS 5 Z LT X RIEZEER T DNEES T
r—

BTkt LT, PAMPs (pathogen-associated
molecular patterns), Alarmins, DAMPs &\ 5 FK 3]
BHWLRTND.

95 IR AR I BRE U T AR B S PAMPs T
HDH™, —F, WHE®E IR L TiX damage-
associated molecular patterns (DAMPs) T % 72 <
Alarmins Z AV, ZiL 5 PAMPs & Alarmins % #&
#r L C damage-associated molecular patterns (DAMPs)
LRESZ E28, 2006 452 it Z/ Thfdshik
European Molecular Biology Organization (EMBO) ™
U—rvay FTERINEY., LirL, b
ORIAVBERILHE—I N TWD LITNZT, b
TV¥ —FAEBNTSH, AREDFAZ -2 %
DAMPs & LTERELTWB b D H A2 210712,
“damage-associated molecular patterns (DAMPs) or
Alarmins” LR END b DORE S H DB,

INHDLETE =001 K — U BNEERE
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%1 73 Pathogen-associated molecular patterns (PAMPs) & Alarmins

PAMPs
EHE WEMEEAR 7 IV ) ¥ (RS
= lipopolysaccharide (LPS) (%5 A& )
RIF RV B2 (75 LB
RIF KTV I Rk o+
VRT A 2l (7T LB
VR7F R (F & LTH T LahE
AT INYRTF K(FE LT ABHHE)
BTN H v (EH)
A3 — B4 RNA (%7 A1 L R)
TAB RNA(T A L A)
Ik A F AL CpG (M, 741 WV R)
Alarmins
g - XTFR HMGB-1, heat shock protein, ¥—77 7 %> hEH,

Ta7aRsFy, 74705y, S-100 £H,
FHERTS ZZ—¥, 57 k7)Y

NRHE - U RER

T IuA KA, IR

VA= Al Y

eV, ~RT UGS

I bay RY TR

mitochondrial DNA, ATP, ¥ k27 u—AC,

AN INTF R, IATFIES

Z i PRI

BT DMIEMISICEETH Y, OREIEIZRBT
LEHMRIERIED A=A L E LT, WERMAE
PNCHR LRIEEZERT 20T X —r L To
PAMPs 73 Toll-like receptor 7 & ® PRRs Z 4 L H
RGERIRITIL T2 2 L, —J, QIRBYMNE
CBWTIE, AEBRICHENICAIEL, ffashic
Wl 2 Z LIc XV REEZERT D012 —
L L Co® Alarmins 5, PAMPs & [7 U < PRRs #4
Liey 7P nidExii5 2 iz kv, ghehk
ERREZLRZT SO THD EREHEMTHZ L
WTE 5,

ME T, 77 ABHEBEECBIT 5T
YRMRTY, FTAGHERERICBITS Y RT
A 3B, HEHEEICZRBITD - h R EN
PAMPs OCETH 528, ZAL 5 BT AAE Kb
ZRZITOTIERLS, Wb PAMPs OO &
DTH D LA DPEANDIEINLETH S,

PAMPs X Alarmins (T/FR1IZRT L9724 <D
bOREF HND. £LT, PAMPs &L LTE3VF
NS DD LPS (lipopolysaccharide) ; =2 K &3>
ThHhH95. LPS 3L RER R EEE R TR
RME L LUTIERICEETIEXH D2, TNEMT
WP I N TNBDOTIXR <, LPS X PAMPs

D—DTH D, LU THMAEIZIBT LA E
ZPEZ 03 Alarmins BIFRER IS5 Z LT b.

Alarmins O 4B EE|

Alarmins |[ZIXE#PNC ED X 5 REENDH D D

7 AR OBEB LV, MITEEOEE & £ 5 Hiia
SEH U S & Alarmins ASflfaAMic it Eh s Z &
I272%. Z @ Alarmins /3 PRRs (278 S D & %
HES AT AA > FRIEND, RPN B W TR EEE
AT =R —PRELEIND. SEEAT = —
2 =GR 5, OMEIIRILER & @
Rt T2 A U 5. MIBIARIEIRIE, ZSER
DRI 7B BT X 0 MR G OE1E L S
DOERED B IARE O JREL (FFF) 2 b2 5.
— 7, AEARZE R TUAEE, R R T DRI AR
EEHICHEBHEBEBEANORIEIC L BZX AV
b 3 u e B 5. Alarmin 12 Xk 5 HARGIED
WVEARIE, AMERFTIC R 2 %E G, FikIEHE
WWEBERZHZRELTWDZENEZLNDMR,
— 5T, JARMBESORIER K E ST BTIHHND
FLBRVBDLOTHBY,
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D “3B” & RE RIS

D “FE” 1IxE DX S iepEEhdohr. O%
PRAGHREE - B L L TOIE & LT apoptosis &,
@IEEH R X A — DI X D3 & LT D necrosis
K& ND Z &A%\, Hotchkiss /&, apoptosis
L necrosis & & HIT, autophagy-associated cell death
(autophagy: HEH D WTHCER) DM T3 D
AL TWBY, LaL, HiEsRRICRT &
20T, BRIV OPOHEAPONHT DI LN
AHETH B,

W JERE %)/ %8 (apoptotic, necrotic, autophagic, etc)

Wiz 32 221943 38 (nucleases < proteases 72 &1 &
Y HIE SN TUWD A : ex. caspase)

W B4 38 (programmed or accidental, physio-
logical or pathological)

W 502 214 4578 (immunologic or non-immunologic)

ZFLT, WETTIEEHEY, ZENRETHD
L &Nz necrosis 1%, B LI TIERL,
7 a2 5 AE Tz necrosis, 5 W i& necroptosis
L XIEN DB FAET D T L3k A LB
ZERTNAT,

IR “BE7 12 & » THRIERBSER I ND L
5HE B A S ET D LTI, BN
MEYTh D &E % 5D, Apoptosis (XN D
WekEns /e <, HERRPR/NERE Oftfash i & M7
WHIEZE T 2 DIzt LT, necrosis €l a5
OWEEIC X0, RN/ E CHEIE s O R iEst
Wiz Z LD, HARERZRIEL, RIE
b ZAEE R Z 3 Dicid Alarmins & 72 2 #lfd pk
SBRHEACHEHEIND ENBETHDY,
necrosis @ & 9 1IN PN o3 B HE 2 £ 5 HilfaFE i
F o TRIERIGBEL 51,

Apoptosis TiZ, oL A%PEERISME] =415 7]
REMEASRIZ S TN 51,

NMERICHONDBRERIGIZEDE ST A D=
ALTEREDDH

goEE, BEORXRPMMBITIE, EEE
EOAELRLTYH, AMmMEKES, MmEF kLA, CRP
DOEMPFEEN, Z L TR ORERY A NI A
LD AR E DS ERIEIUSSET D, »
FETIE, TOXIRFELRDZLITUKARDT

RS RGICI T B R — &L e k) 2 A THT— 78

LELTHRBEINTHEDR, Z0O AT =X LN
LINTIERP -T2,

MGITRES, HDWIE, SMERIZED BILD %
ERIEDAI=ALELT, vay Tk 5%
{EE W 1z J D bacterial translocation @ W AEPEAI 7R
BEh Tk, L L, RESFER IR,
RENZIZZERE SN EE X HNDY,

Nl X2 MBEHBICE>THEENLD
Alarmins 3 Z DY FATHY, LS X —L L
TOHOPRRs ICEVRAMEND EWVD &L HRHN,
FRRROHMEZ KX BEDDI DD LR>TNDD,
F LT, BRI REIZHIT 5 Alarmins-PRRs 1T
X 2 BRBIEOIRTEL, REKISOERITIE,
M, HiRHEND I hay RYUTREETH
BT ERREINTNEE,

Zhang 51, EPEMBETHRIC X 588 &7 <
F iz, BRKAIR X O LSRG A O % b
U7 EIEAME 15 Bl x4 & LT, #RAERTIZ MR D
Yo7V T ETY, I har RY T Ok
T % mitochondrial DNA O IfiLH L~ L 3HMEH] T
W ANOBTROL XV THD 2.710.94/mL
ECERTDHZ L, 20 ARG 24 FH%TD
Hfed 52 L AR LTWA. %L C, mitochondrial
DNA % mitochondrial protein 234 HER ZiE 1L L,
Fe it 2 U5 2 & 2SI LT 52,

B ORIEEZE % 2 Min & L ToMiapn it
BT LIUE, 2 bar KU 7 ORIFIEE A
HThY, M REmEsFEL, 48
THZLILE>TEEMBEDOI har FUTART
EheELZbLNTND, I hay R TIFMT
DX O REEHMBRD Y, MENLETEEN TS D
DEEbND.

O _HEEETH D.

€3 hay FUTHHICHMABIEIRO DNA 2H
T5.

@ D DNA L ILEOREEZ 0.

@M LT BT 5.

&I Mz RUTITRIFS ATP FEEIZ 28 O
FHED 0%LL L% 5D 5.

AR BICB I D AEBEKIR, RERIND X 7=
RL%E#EZDH LT,

DM EY TR Y R M7 & Ol ks
A PAMPs & LT
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. Systemic inflammatory responses

B2 BMEEMEIZEITBRERIED A h=X L
OB RETIZT Y R U2 8 OME RS PAMPs & LT, @AM & OMERIRE 2 5 pigicis v
%, FRMEME Z ZORFE T2 I bay RY 7aksH Alarmins & LT, Wb PRRs 24 U THRIER Iz %

HEZLTn5.

2) WG 70 & ORAREARSE % £ 5 W IRIT B W T,
PRS2 ZoRFETSHI hay K 7S
73 Alarmins & LT

WD PRRs 24 UL CRIER IS ZER LT
52 L%, IEFICERENS DO TH D (K2)%Y,

MUMAERREICB T S H =R R

WL FE X S s i 2 A & 5 iR O K DK
CRRATH Y, EaaEpiEey a vy /729 HE
FEMUIAE ORI 30% %2 BA Db DTH D, it
K, WCMAE DR REIX, I RT3 2 ko
WRRIEINIC KX > TSNS LEX b, %
JEME A T4 = — & — "R & LTciEnE A b
T&E e, AL, EERIMEOKCEEZNET D
T & EGE USTeERRIE, E b eT A
COARTH-Tc. 2011410 H, EHALT a7 1
v Cb, MBI NTEERREFHZB W THE MM
WRATERWeHiIt~—7y LR ER-T
W5® . Z1LT, 4, EERIMEORBIZAT
LbEFIRAETHHL S DD TIERL, LA
FEIE A B IE R SRS IHREE L e > T D
L ORREBHE SN TE TN,

I har RY 7, ORI BT 2 s H6e
52D A J = X A & LT D mitochondrial dysfunc-
tion (cytopathic hypoxia), X5z, @Alarmins & L
T, BRI K SRWERKIER IS OERIZENT

HEETH D, MIEEE I, 5 M X5
I hay R T Ofas I ERE RIS E LT D
A, BUEME S R A2 Al B LT 5
NDHMAEIX, AP LML O apoptosis TH 5.
apoptosis 1T X 2 fllfd%E CiZ, @mitochondrial DNA
72 £ @ Alarmins OFfEA BRI S5 Z & i
& D AR B O] & e FELREN R S N D,
DX BITRBENS, RIEREE, Fricli
MIEERZ DT L2k, FHTHKI0%%IEx DI
MAEIZ 63 D IRIBB e 2 L 2 A ThH 5.
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