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WEMBEE L D AR SRIZ DWW T, SIRS(Systemic Inflammatory Response Syndrome) %> CARS
(Compensatory Anti-inflammatory Response Syndrome) DiRHE & RIE - FGIEH LMD A b
A VEERR VYT Y —, KEVUERBREOMEIZER LS L7z, BAMIZIE, KEME~Z
BRCOY A b4~ (TNF-a RIFN- y) BEEARE,
DR), CDI16 receptor ®FE°CD4A™ T g, HIEMETHIREIZER L, #RKFMEREERLEERK

HEROPUEIERI%AE (MHC-class IT : HLA-

1. [FU&IC

AR FAR, IMERERR EOREEZT 5
&, HEAERONEERSE ¢ BIET % 720 (AN 5w
F, LIMER, RBGR, RERL EOEELRRA
DBEVICHEEE b bR bR EFER, &
LFEMEALDFESIND. IhETE L DEKK
IS, R - NWRISIC L o THBISh T a7
%5, AR DERESF- A AR TR DRI X
DERA G AT 4 L= PRI, ENHDHA
RERRIGEERT LI EHoTE. ZoH
TORICHEELRE R LTV DD RIE - &
LM, OEESNET A A A DIXET
b, YA bAATIIHEH TR S EREEDE

& LT, Mifaost, HhED 5 RIRICE, RIE
B % P AT LSRR AR SUG 2 BRETS A 480 T
HELZWERFTHL., LomEDOHEIZLDY,
FFEAI WA BUS & JAEHH LA & 3R 2B L
BEoTWVBIENHLNIIRoTE,

Z ZTHRImTIE, SMHRERROAMRIS % B 5
%) A CHERRE - SHEHSMIAICERL, B
BRI T ORE RIS ZE B 2 N2 BT 5.

2. NEHZE8 L& SIRS, CARS DiRRE
NEHRERZOEMREIC & HE$ 5 T, SIRS
(systemic inflammatory response syndrome)”

& CARS (compensatory anti-inflammatory re-
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REYATAI—3—DEE

SIRS :systemic Inflammatory response syndrome

Immunoparalysis

SBERE
®REHALSHMROMESRS

CARS: compensatory anti-inflammatory response syndrome

1 S ERERED SIRS & CARS DRk

sponse syndrome)”*? OIFRER PR H L IFE
ECThDH, IWEHRERICIX, REFRITICBVWTE
FEH BB 23 L 2, TNF a, interleukin
(IL)-1 2 EORIEET A AL UDEEINS.
ZOBEMRIT, KRO S, R, R H
MEREOBEIM A &% H7- L, BKRIZ SIRS (Sys-
temic Inflammatory Response Syndrome) & I
ENBIREEIZ RS, L7243 T SIRS OKREIZ L
FEMES A4 M A~ (proinflammatory cytokine)
OBEFEAIZL D EY A M A A VIE (hypercy-
tokinemia) % K7L, & &MEIZE % KA G
PERINIIRETH S,

— AN TIZ, ZOSIRS I2H L THRLE
WA v h A THDHILI0RHEEDY A b
B A EEHUYE T & 5 IL-lreceptor antagonist
(IL-1ra), TNF receptor I (TNFR-I) 7 & % i
AL, RESEIZ L) ET5H. Ik
FEPE X T4 T— & H3FR A I B 2 REAE S LT
WAL, REERAEMERE L T )X
SIREBT, EHMICHRENEY A M4~ (anti-
inflammatory cytokine) AS#f7|Z7% - 7z CARS
(Compensatory Anti-inflammatory Response
Syndrome) IKEEIZ 7% 5. ZOBSAKIZRIEHE Y
i) NN 171 N o N R 2% T s e SR Nl
PET L7z, Whw 5 immunoparalysis & FFiE
NAHMHREICRS (K1), L2 LdkRo SIRS 12id

FEPR AR 12 T & 5 IR 2 ST B e DS AE
TH5DIZR L, CARSIZIIFEL Wz, Wb
AR bW b, L LD TSIRS @
JHE % 298 L 72 Bone” % Kox”, Zedler 5 9 i3
CARS WEF & L THIERORIEWT 1 b h A v
AR R, HEROPUFEIERPEREET 2 CD8'T #fH
JBEAr 2 IKBEZ2 &, #4RIBL TV 5.

3. NEHRERE RRINE

SFHMRRZOERIRRRE 2 4B 5 F TRiEine
REBIICEHG L, GRS LT 5 LIdE
BTH5. IFEOMIEBRIC LY B4 2 REHY
MR DFEBREMAT ASUTRELZ 72 V) BRIRIS 2SR S
TW5hb,
1) BIRDRZEHE
NABEERZRDRIEIDEIZB W THEKO MHC
class THu (HLA-DR) &, THilgoL 7% —
AL CHERR 2T THloEE b5 &
Y. FFICHEHMEE T CId HLA-DR & CD4'T
Mife & OBRPEELZEEHERIZL TS (K
2). I TEAIIHBHREESE =35I HLA-
DR ZEHFE L BHEOHEEKL & OBEZ R L 7.
ZORER, BEEFNZEREOKRE LZFMT
(377D HLA-DR HEHFIIFEHIZE TS5 &,
F 72 B E B B T sepsis 12 X septic shock
Tl A B2 ME T, APACHE I score (acute
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physiology and chronic health evaluation) & &
EICEOHBEREEOALZ 2L (3), K
MAE B O FAEFE % 5Fii§ 2 E Tl THRM %
GEFEN - —THsH Y. Sk d Bone b
D CARS DIERTIZEMMZEMHE L LT, HIK

@ HLA-DR ZEHZ 0% LTI T L2256
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4 BUMAERFORAEM CD16 FR1EEBEERDEM & T DR

RBEN S D T EDHREIND.

F 7ok A (IR E B TR ARSI H 2 SR AE T
A NI A ZEARRLYURIDRIEEEAMET L 72 §iEk
%M, 2% ) CD16 FptkHEERSZFIIZHIN L Tw
HIEEMELTEL (K. WiffEEE T
® CD16 P HiEkiZ, HLA-DR ZEHEIMKT L,
MR R K& {, TLR(Tolllike receptor)-4
DEBEHL T2 HMI D2 (M)W, EE, Kx
DFER L RO ESHRE Sh TV AR 2P &
512 CD16 P B EREM o 12 TL-10 % FFIZ A
THMBERPFET LI EBHOPIZR->TE
72, L72A3o T, BRMUAERF O FAH M IR T PR
TREERIEME A M A VEEREDMET L, i
IL-10 72 ERIEMBEETICES L Twa YA 7
AR BEETLIRHHMER LTS, LItk
T B MLAE B @ immunoparalysis O i EEFZ 12 &
D &) HHIREHDPECES L TW5D 2 LS
N5,
2) CD4'TH#HiRE, Th1, Thet+« bha &l

{EIME T #HB2

T MBI B RECREA S /1%, MR o bR

L, 845 THlPEZESE (TCR) O3
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WXV a pEITHIFLE » 0 B THIBIZ T B
5. a fEIT MBI EREM T V) > SERDKE 5
o, BT AMPZTEEOENIZLY CDA”
(AV28—) THIBEE CD8" (¥ —/H 7L v
F—) THIIEIZ T S5NB. T HIFEOHUR R

Wi, MilRmEichsiEL 7y — (CD3 W
F) ICHUEDH S L TEEILS DD, Zo%a

PURSR MG oo MHC & OflAEDLEIZL YT
JEEEFRD 7 S B, BB SR L7 T Mg,
PUEHIE A K722 T T nE W) BIRTH A —
7 T HfE (naive T cell =5, REE) & XiF
N, PURIC X o TEMAL S NIEEIIIZ A 72 T
MR, HEGE AR D R 2 CRERE S BT 72
LGS A (M2)., & HIZEEKDGIERE
IS CDA'THIlBOELEST A0 A A D
TGV RZE o THILL TS, DEDFA—T
CD4"T iR IPtEFE M 2> & OPUERIER IL-
12, IL4 72 &% A4 M A A4 YR & - T Thl
HHIE Th2 ~EBEEEMIC LT 5. IFN-y %
IL2 1235 Thl 24 A bAoA »idMiEtE
REOH.LIEE 2, IL5 R IL-13 IFEI NS
Th2 R4 b B A JIEEERIZEOFE ICEE
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B ERI-L, TNENONT Y AIZL o TR
ERREOEF SRS TS (K2). Ly
UREAEER TIIREMERDTIET S0, /v
7 FLFU yofEHIZ LY Thl MAgHEEEASHIH]
ENAZ L, FMIMEZEKT IFN- y EEAREDMK
TLTWRI LY, XX AR Th #
fii~shift LT 5

Dk tc*/'*ﬂﬁﬁfi’a@ Thl, Th2 %A b A
VNG Y ADFKHIIL, RIEIC & HIHIEY (A
THRERZR ) CoNEREN, o F ) M T MR
(Regulatory T cell: Treg) OGS Z
DEEIVEH SN TS B9 Tregldd &b &
CD25 i1 CD4'T Mif & L TREE S T w
7278, FOWRERB D~ A & —Hl#5F-HeE A
T Foxp-3 TH LI ENHLNIZRY, Foxp-3 ks
P CD25'CDA'T Mg & L CaakshTw b 17,
F7-CDAT ML, MURRIMEZITAH LS FE
SELRRIEEY A P A v &5Wd A Thl, Th2,
Thl7 7% & @ effector M IZ IZ531L 3 % 2%, Treg
FRIEEY A P H A v 2ged, & LARE
EEIHTABEE2ETH. L7z > T Treg
1Z CD4'T Mg o Hh T o BN ek L 7o Mife &

Percentage of Tregs in CD4'T cells

* p<0.05 vs healthy

1) /\BR, CDA'T #fifa& CDA'T #HRQIC 5 B Treg DEIE, M IL-10 iBRE
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HTH ) NEHREROFEIZB W TIE, Treg DB
I & 0 SRR R D Rt A L 3 S % 728 im-
munoparalysis (272 V), BOIERYHEEIZIGS 2 £ A°
%%éhfw%mm.itngmﬁﬁwHU¥

REHLTEEET S, EIZTh2H A bAoA
/%}Ef—kahlﬁ“% A IZIEEAEEEL
7z ™ SEHE R D Th2 BT % R RET K
WS LTWwa Z EpfEE NS, M5 I
EERFETD) Y REROHEE, CDA+T MilsoH &
& CDA+T M IZ 5 % Treg DE &% Rx L 72
B35, BEEANIZH L) 85k, CDA+T Mild o ElE
FHEEICET L’C\/‘Zﬂﬁ CD4'T flifgi 5o %
Treg MifE D FEITHIZEEML T 5. 512
M IL-10 #=BE & Treg %HEIH@@%U/ET IFEL JEUD
HHBIRIRZ R LT\ b, L72h5 > THUMAE B
? CDA'T Mifg D E G, Treg Mg &4 < il
IL-10EE~Hl%E T A Z &%, immunoparalysis
DIEL LTHHTHA ).
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#1Z immune modulating nutrition (IMN : %%
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6 BUMEE~™Y RIS T B5IL-10 fifk, i TGF- B MBS ERDERFE, Treg HBOEIEOZEIL

B R R 2IGT 5 2 L2 X o TRk
B EBHEDFTAEPET T4 Z LG SINT
wWp A —%, #EBKIMAE T immunoparalysis
VB o 72RO RIERRREZ ME S ¢ 5 2 L3O
TH#EL . #xiI, sepsis-associated immunosup-
pression & & F K12 GM-CSF #&5- O AF %12
M5 2/ ED RCT 347, GM-CSF % #5-
T5Z &L o THERD HLA-DR KT % [Al45 &
CLILEHETHL I ERESH TS P

F 72 DAiFk 4 13fEE % (cecal ligation and punc-
ture : CLP) =7 A& fER L, Th2 B I2ET
WA A NI A YNT AL, Thl1H A b
AV ERFETHIL12A2%5T 5 EPERHT
HHILEWMELTWE Y, SLICRATKA IS
CLP ¥ 7 2% H\T Treg Mg DZALR 2 Dl
WZDOWTHE L7z, 20#E, CLPY7 AT
PR L2 B\ T Treg Ml 3B Z 23N L, Treg
MIBLOFEEIZBS LT\ 5 TGF- B, B L UWEEE
REIELIAEVEIIZ LA T 5 IL-10 8% & 5&
WEDOAHBEBR A RSO 7z, £ 2 T sepsis 123t T 5
P A b A VRO IO WTHRET T 572
%, CLP & 7 IWVAERM & IZHIL-10 itk 5 W id

L TGF- gk % ¥ 5 L Treg Mila o FHED D
ENALEDE) D, EHIZTFRUGERRIZONVT
BRET L7z 2 of5%, $uIl-10 Pk % 6 REEf%IC
H¥% 5 L 728 70V Tl Treg Mo S IH%h
R HEERUERIR E DI LN L0201
xf L, PLTGF- ik 6 BRI G7 5 D,
H B \VITHUIL-10 Pufk % 6 B 2120 2 12 RefH
TEZ 3G T A T L THBICAEFEIYGE L
7o (M6 LE). ZLTZoAMMERHBFE L
T, MU IL-10 A H B S Twa 2 L,
Treg flifa > CDA'T MifBIZ BT A2 EENHEIZ
F L, MEMZERMIZIZEBIT 5 CD4'T Mg gl
EPAEBICELEL TSI LWL R T
(K6 FE)*™. L7A>T, #iTGF- fHifkd L
CIIHUIL-10 HUAREE M 512 & o C, Treg M
OFERIH S b & & b2 T Mg
REDULE L, IEHORREYH 3 5 CDA'T Ml
HEVEA LI EDPEG LWL EHREINS.

— FFARFRIZ B W TId septic shock DiHE T
LTy FbMF Yyl E (PMX : Poly-
myxin B-immobilized fibers: PL I F ) A3
K ERIROBBZIZZRAEL, T a v bR
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7 BUMEMD 3 v VEGICHT 5 PMXAERIE TO CDA'T #lifa, Treg MilaNZE1L

BER IR B ME 7 &7 ORI A =ML S CRF
flidiLTw b, LIRiFk 4 13 septic shock H#& 12
xF L PMX i & 179 & EREORIE, DF 1)
PMX {GHEF T I IXRIEREEDRT L 72 CD16
P Ve ERDE A L, HEko HLA-DR 38
DREET e WE LY. Fomiike it
Treg B IZR§ 5 PMX GO T HEMEIZ DWW T
REf L, PMX {69 2 Brfll #2121 Treg Mg 25H
BIZEA LIEE OREx H 3 5 CDA'T Miffains
METAZEEHLIZLE (M7 EE). X5
|2 PMX (& 24 BRI OB & 1761 & 3R 1B
Ty 5L, AFEFITIECDAT MBS D 5
Treg Ml DO E &M D T £ T CDA'T Mfu%k
PEBEIZRETAZ EVHL2II o7 (MT7TF
B)® . L 7zdt o T PMX AR 13 B B I 0
immunoparalysis X} #c & L CHEH L FEIZ7% 5T
H5.

5. 8bbIC

MEHMREE BRICERERUMAEIZ BV T, immu-
noparalysis DRERIH & Z O IKNEETH 5
Z L RRERL L 7oA, RERRRERTAN T O JEME S 2

5 immunoparalysis @ % RE % 3042 L {6 #1205
WXL VEPHFET A0 EETH L. L
LESFEO5FEYFHIFEOESRIZ LD immu-
noparalysis DFFREMEADHESE IZHER L TWAH Z
CAXEEWR C, SR A OFBE;EIFES N AT
FAHTH 5.
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