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j U= JEWliR 10

I. £ BMNERINEBERMEERE - BRRIE

ICU (i =) Tld. BRYWE. Y. 2ds. O
k7 EORk A e ERERENOR IS Z{T-> T b,
DX ITARITHEHRRRZED D > 72RO, e
HROISETOE & B HERRERS L v o Pz
R4 THRAR A IMERAS E5AH-9° % o1k, MW &G O
BRT) 1Sk Babivbh B OERO RS CERIGE)
Thb, ZORERTFRIMEIC L2 HCHERICE 24
PR3 O E BVEINC 338 L 72 & ca B P
SOty (Systemic inflammatory response syndrome ;
DR, SIRS &%) &, R, DRI, RIS, B
IMEREL D 4 THH v 2 THH OB % jii 72 3IE R & 2
FENTWD Y, SIRSIZ 5| OBE2TIE% L,
A, B, RYREZR EARIN E o THI &S X
N5 HE oMaTchsr (K1), F#IZED SIRS

SIRS/sepsisn X

1 RETHED RIE - PUIORE & S UL D 2L

[REE | AR B E 25 M 20E UG (systemic infla-
mmatory response syndrome: SIRS) 735 |EZ#2Z SN 4 g b
EIHEITT 50 HRRIEOTEALEEDIZ, RIE - PLRIELD
WIEEEL. RIS PIHIRRE LR 5o

(SCHk 1 X051 - &%)

ICUZEAICHIT D IERMER

Gut microbiota in critically ill patients

L &% UAR2)

5 K HEKER

Kentaro SHIMIZU

WX D RED AT ADERET B & IRGE R E DG BF
SEVSHEELT B720, ZOFHRGENILEL SN
TWh,

e NN I1X. BB Bacteroidetes
X Bifidobacterium 7 & DIREHEEER TH Y. @EF
EEHAMEANT v A% R TR L TBYHEE
P& R > T B0 WbE TREEIZ % A REIETH. MRSA
(methicillin-resistant Staphylococcus aureus) 7 &
EEATIHEERE SR v, BEREICBITS
B, RERFOEELZEWEETH Y BENY
TWHIZX AN FY TV NT AR =2 a v,
[gA 72 EICRE SN D HERIEOMIT, BERY ~
B LT RIEEY A N 4 v OEHIFBR~OTA
HREDNBIEEIEINLLEZLNT VWD, TNHDW
EREBEAR 41, “the motor of critical illness” & L C
45 O PRI JUS R 2 lid AN = O HEAT I HL Y 1% 5
ERETEEZONTVS Y &5 IIE L DE
HOOEDTHENITIVTIV T Y AQr—Y a3y
. R XD B BROE B YA T D IR
EHE, HEWCEFIEF > T ZETH S,
v bOWEIZAETH S AN 2010 412, Mizuno 5
FIHEREF N PO MY >~ 73Hi % reverse tran-
scriptase polymerase chain reaction (RT-qPCR)
EHOTHERRZE A, FERBNME#ETH 5
BESER Clostridium coccoides group X° Bacteroides
fragilis group 23EKDHK) 20 ~ 30% IZFRDOHNE
LERFEERLZY, DX, HEIERET RS
BEELTNIZTYT VT A0y — a3 V5
SEGMERIERISIZO R A > TV A RENELNH 5,
7ok P ik g~ D B 5 2 RARAZBE VI JE BUS DL AT
ToH o, & PR R & RIEISEOFHIH~
DD BRELEEZEZ BND,

KRR AR M R e SR ey —
&565-0871 WKHTH I FE2-15
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JHEAIRIEE (short-chain fatty acid) 1. FEfE. 7
DYt MR, R EIRFER 2 ~ 4 DIRIIRO 2 &
ThY. KIENTHEMNHEEICE DRFINTERS
Mo, WHIRIINEZ AT 5 HNME & LT,
Clostridium. Peptococcus. Fusobacterium 72 &5 5 o
AR BT 2 JESHIR IR (L. KRB OWIN, K
BRIMFE OB, K OB, ML Esh, B
e EICE-T5 7200 T L BE LMo -
FRIANF-EELE L THOTEETHL 7, M
SRR D — > Td HHEMRIL. TG <2 F& E P T
Db o TS Y BERERIHIEE T iR A2
MboTwa I epWEENTLE " DL, I
BNICBU 2 EHIRIEE L. BREFICBVWTLEN
BRI AN 5 L THELFEEHEZDOLEZOND,

pH &, B, IS0 227 CalhE %M
UC. Hle IR, B, HEmsoxrE L2
THWNMEZICD KE B xt RI3d. ZEED
pH £ 3.0 LT THNOHEEUZ 1,000/ml L FTH %
ICUTIE7a s ¥Ry T4 ey —7 ok
BYPEGENTVWEZ DD, HHNOREILH
MUTW 2 elEdrdH 5. i Tid. il
WO XV pH6.0 Fif: T TRHIZ LAT 5, /b
W CIEERBO WL ) pH6.0 ~ 7412 AT 5,
BTl FEEEIC X 2 WSHIENG R o 2% ¢ pH Ik
57 F TIKT 3525 EBICESL T TICpH67 T
EAT2, €5 I VORI LTk, /M T
DY FF R BERIIN O F# pH 1X 5.5~ 6.0 TH
D, BB TRINENAE S 2 ¥ B12 O pH
i 66HiEE SN TEY., pH OEEMEDGEH S
NTwW5 Y AR, pH MK T4 % & FRfmu R
DA LA T 572 0BWMENE T 5 2 L%
ZbNTWwhb, ICU BETIHEF D pH 23 1E %l 2
LEEN B IZ LTV EL D5 I EPHESI LT
57 DLEXD. BEMNOpH IE. REEICBE VT
BRI E RITTRESD L LEZ N5,

I. EEREOEBEAMER

1. REICK)BRAEKIERD T S

SV ERE R E 2B B NI R & 3 & BRI
ZALR W SN ENT WA olzs bhvbi
(&, SIRS & OB WNMlR# B L OB NBREE 2L

(8)

A ERIIZEHIN L 72" i 413, SIRS Bk & i 72 L
1fiii% CRP ff 10mg/dl YL k¢ 2 HRLLE ICU ICHHE
L7-SIRSE#H 25 A Th b, BHEDHEERIL,
plate & tube ¥7#9:12 X 0 10 Fi3H O B IR # B o
Al 24T o 720 BNERBEOFHiiE L Tid, &
k7 ax 797 4 —FEICX D ERO 9B O
PR & pH 2l L7z, SIRS BH B 2567 —
¥, fEHANOT— % LG Lz, € OfER,
W P TR 3% D 43T Tl SIRS J3E O # i 14 e
W R N A_E B LT 7z (SIRS &
#8323 vs. i A 10.5% 0.5 logio CFU (colony
forming unit) /g feces. p<0.05), & <12, HHH &
# 2 LI T W5 Bifidobacterium & Lactobacillus 1
s A 1/100-1000 FEEEIZ A L7z (' 1)o — .
WEMEZ AT 57 FYEREEIZ. % A0 100 5
FEIZHIM L Twize ZOBNMEB ORI, Lk
BOBMIC b7z o THEBET 5 2 EDB S0 o 72 s
F 720 BN & IRG A PHE R T & OB % %
Mg 5 & w3 0 KR8 55 % /s 3 i 12k e
AR BT LI TH 5 K 7 & Rk
BRSO BHE L TWE 2 ERHL IR 5
72V (R2). Thid, MWECTHERZKS T2
LT TR, MR E 2 ROBEO R LM EZ IR
B350 TLH 5,

15 o A5 Bl (SIRS 3 30.3 +£20.3 vs. f& % A
88.4 = 21.2umol/g feces). &  \ZHHSHMRIAER (FEHE.
Tuvt U, EEER) 13F L WAL, o pH
(SIRS ¥ 7.4+ 0.6 vs. JEH N\ 6.6 £0.3) b A REIHY
MLTWwz, 2Ty, BHE LMo EE e 4
VE—EHTHLHBBROMTIEERERBETHEL <,

R 1 TR O NI %

SIRS &# (PN

A P A 1 83+23" 10.5* 0.5
Bacteroidaceae 73+3.0" 10.1+0.4
Bifidobacterium 48+33" 9.6 0.7
Clostridium 21+1.0 21=0.7
Veillonella 3.1+18" 7.0+1.2
P e S T 78+14 75+04
Lactobacillus 2.7+15" 50=1.0
Enterobacteriaceae 41=27" 74%0.8
Enterococcus 6.4 +25 7.0+0.9
Staphylococcus 53+ 1.7" 2.7+0.8
Pseudomonas 28+14" ND

Candida 25+1.0 2.0=x0.5

*p<0.05 vs. fEH A
T =% I + FEHEMR 2% (logcounts/g feces)
SIRS: systemic inflammatory response syndrome, ND; not detected

(3CHR8 £ D 5 - 8)
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59% (17/29) @ 15% (8/52)

FBEMRIMEER
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17%(2/12)

88%(15/17)

AN
Y

7% (3/44) 63%(5/8)

2 MR E Pk L OBtk

Tt A O BT B I P R 1A

SRTEBE AW B CTH D, T A —)LT,

9.4 (logoCFU/g) FKiliDIET-EAI59% TH Y, 7 D H 1T i P 1 0 1 5
78.0 (logCFU/g) Y EDbold, FELEHD 88%ilhb, DF NI IEHAE
BEAMEL, Rl BB OB WA GRS, RO TEREE S5,

CFU; colony forming units

FERFI IS RPN L 7278 T & IR 13 R R Z IR A
B SENHOLP Lo DLEoRRIE, FEiE
BHEIZBWT, BWAIREDS X OBNBSEA L <

. ESHIRIIR O REAIZRA L, lENO pH &
ES U TN S SIEMERIER I NG &%
Zohb (K3,

\ \ Beneficial
e Bifidobacterium

—_—

o0 Lactobacillus |
=Y o~ Pathogenic
E— \O AN Staphylococcus 1

7 =

BIRMEESEER l‘ EeERERAEE §
) ) PH %
— BgaptE 1

X3 REROBNMEE

BRI IRV W 7 & WA D3 S IR TR O A
"?B%*&WO) pHH LA SED, ThHDZLDS, M &L
BEEL. A8 JORE FOS BRI BUI 98, Mide, WIliEz
EDREGE PHEDRINAE 25N 5.

(3CHk 9 XD IHEE)

(k11 X051 - &%)

2. RERICKVIEAMEE T BEMLEY 3

15 IR TR 5 DO TR B O W E X R R EASHLTH B
A5 REEIA I LTk, $XTOMBE 2> Tw
% 16S V) /K V' — 2 RNA #{z T (16S rRNA) % v
TeRBREMN R X 5 7 ) DR D B THIZE D, A
WOREOREETH LM - - H - FF - )| - FIZE
B A EREH O RN 2SI HE & 722 ) R0 5 K 1 O AT
WKWHHWONE L) h>T &, AREICE
WThH, 12 NOFERERE & 7 NORE N DORERER
AL % IL# 3 % & Bacteroidetes <° Firmicutes D At
BRSO —HEOLEIRE AL D EEIIKEWV
CEFWLNIC o7 (R4)e 2D X IZHBW
M 7 D3 A L T 5 IKEEIX [Dysbiosis] &
EFE S OF 28 R WEEY O WA @ M o3
MOBNAHEZEDZHEDIK T D 3 O LY o
Twb Y,

HIEYE T EREER IS5 THIRTH
% M3, %A@ﬂﬁﬁT%%@ FBIZ O A MY Y

BT A 2 O LEHICB G- L Twb 2k
BHSNTWSE Y, b MEMDHESh/Az27 10X b
VYT O 17 BRI B T IS S b 7,
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4 HEEH OB AR ORERF AL

ENMEEOB G, BERIER LU CRBEMICREKEF L T2
i b EE BT O Bacteroidetes MOZEAL A5 b BEH B #ED Bacteroidetes MDZEAL
FT  AEEBEED Firmicutes ' DOZAL

FEF - EIEBETED Firmicutes OZAL

BT TR O W B &R LT 2
5. HREBH ORIERREANG NI #E & A L TEAL
LTV IREEDSH %o FEBE. BAHRERER] Tl
Hr7aAN) VT ORPPEETH-72" Thb
DFEFRH 5. SIRS BHE TIERM 2 5 B NME# <
s BRSSO B DS A R BRI O P HEFT Ly S0k
BREDZAL e EHURIN & 7 o TRPATHER T &
B 2 2 LML LTEZ LTV S5,
15 PRI R 3 O HERS L R BBIC B 3 B FFe it A 3 %
ZENWIREEI NS,

3. ERMEHRDERTMEET 7 LREDORE

1 IR B ZE AT D 7200 DIEFER A 5 47 ) WIRHTIX
BURF T CLBRR THEAT T & 2 — B 2 i Tld v,
—H EBROBR TN TWDE 7T A Gefid, Ry
FH A K20 R dIc R OREZ R c& %
B HETH Y, REAHEETH ARSI
X o TA LI 2 B 98 M- 42 7 O F Bl I
WENRD L EPMEIN TS 7, HILEFI1EE
P OB AFAE L TV B 72 DR 28 LR Tl

(10)

(k12 X050 - &%)

TN TWRWA, bIvb UG P32 B2
FMECEX 2 HEE LTI a8 FlvwTwnd Y,
52 NOFEJEEASE LG BT A7 5 2 getmif % 3
DOy — v (B5) 255 L TRkl L7z, £ Hl%
DML LN HR S HE 2 EH > T b 0% [l
N — 1L BB KEEE O/ R B B IS &
BoTwab bk [HL /Ny — ¥ ] WHBLEH
HIFEAEHEL TR DR [HERY -] &
L7z BEBETFHRELRT S L. ZEEBAEICL AL
TR, [y —2] ©6% LU T [Hil
b3y — ] 13 52%, [THE XY — ] 13 64% EH
BICEFETH o7 (p<0.05),

Bl ZAX, THIEZOYEIT, EFE A& FREICHE
T AR HITo T D, 7T LGt hy i 8
y— v ThDLYEE. RMERRETE % & o &G
FEDAL O FEE % B L CREHR ORE %5
DEFEZRALT VD, By — LRy —
VEBTALAEE. TuNA T T4 AR Y N
F 74 7 A W TENMREE DL EZ M > TWwb,
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X5 HEHEEH DM T LGADGTH DB A

a 155 W PN

II. BFENGRICKIBAEROREL
RS HED TR

1. 7ANA AT AR N AF T4 R

74 * 5 4 27 A (probiotics) 1%, LK% (anti-
biotics) IR ILE NS FHE LT [#I1E 7 & % EHL
L7z I FICHRZIEHZ R TAER] L E#S
NTwz Y, ZLfF574 27 2, [KEBEOFH
W ORI Z BRI L, 5 EOMEZHEST S
AL AN o2 LT ERMEEIX, 4 THE
BWWHEL EThH Do ¥ v NA F T 4 7 AW,
HWO TN, F T 4 2 AT T L, BHETT
HHTUNATT 4 7 A% YT HB|EDZ L TH
D XDEIDICHNEEEZEZ 2 TH 5.

%L OFBTRAON T WS, mERENET
MBI L Cid, & <Ia, MHERE. BPRAE. BTNE O
FRHEBNC, WET T AN F T4 7 A/ UNA F
T4 7 AKGIZET 52634 NEWNRELIZAZT
F U AT, Mg EGE,. ICU e H 55 % i S
®5 IR TWDS Y,

TiE YL LT B T T (5 B R0 B 1 S 5 U I
WEDTTTICHIEL TBY.. BENDORBEN S50

b 75 LREVERE

(11)

cHM dHIMEREA AR

(SCHK 18 X051H)

WERBEEZ 2 b b, BUMIERE 72 N2 RELT
¥ VINA F 5 4 7 A (Bifidobacterium breve. Lactoba-
cillus casei. ') THE) % APtk 3 HUNIZEIG L
72 A BRI GHICH LT, G RDA
72 &7 Bifidobacteirum J&. Lactobacillus &M, B
L ORBEEHEBEICH IS ERH LAY, /2,
P OESIRIIERO O LD TH HHERRIT 1 HH IC2H
WAHBIC LA L BEGHREICEL TIE. TH
(6.3% vs. 27.0%) 3 X ON N TI-0 25 BE Ll 95 D 56 hE
#(14.3% vs. 48.6%) \[ZHEAE % B 7z (B GHF vs.
JPEGHE; p<0.05) 0 S OFEFRIE, FIEREICB W
THTUNAF T A7 A TUNAF T4 7 AHW
WAl % 3B & O NBRBE &2 IR B &\ DORRADT]
BEYEEZRLTWS, 2277 LE2—TH, KA
ICU 3 & K G N LIP2s B E N 4 0 PR I B
CRIEDH B EMEEINTWDE P, TanNt F 541
TR T YNAFT 47 AETE. N LIRS
BEORBINE L BRI ELHLRGEEICRD D
LEbhbEEz Twab,

V. BEENGBROSEDEE

Pl lEWNERE LTEESDO 7V —TI13KHE
R RO TV 0 KRS, FIRALIE, Hidonef
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My 7R M= 2RISR D 5 ™ kR L
DB IMAZERITHK LT HAKRIERAZAITH 2 & Tk
ZHITAZ LTy PEFLTHIEIN TV, b
b, ¥ ADMEBERET VI L TREKRE
H’HLIzEZAH NZTFYTNV T AT —T 3
UHABICHZON, AGENLET I L
HLY, 72, HOBNMEED X5 7 ) LR
Mr&AT9 L RER AT % Enterobacteria-
ceae D¥EMA P2 T, BHEHMEH O IL-6. TNF-a .
malondialdehyde % A# |2 T2 &h 6. KED
PUERALAE 25 IR 38502 & 5 4 B PRS0 RO 2 #10
ZABNREHET LN D L EEZ O,

JUAM)VAATA(ZBAN)ITL) - T4
7 4 YVIEYHE (CDD) &, PLRIRMH 2 &2 X 21
P 35 S & 0 A4 U 2 BT TWHIE T, Rk T
T EEE R PR BE R L LTS LT A, CDIIE,
TH & &L IHNMEZEOHEFEREI WA L, Z0
kMDY e b T W A Dysbiosis DIREEE E 2 S
bo WRHZT DI L2 X o THNMERE DL
AHEEL., BFEONYa~ L Y VB ) L AEE
FHo TERPUE L2 LPHE SR THDE Y,
ARIFTDH. WEEYECDLISH L CTHERBMAER) L7
FEBIRE DS e ShTnwb ™,

FEI7UA M) TAATA(ZBAN) T TAL) T4
7 4 VIVIEGIE T b PUA W B % o HE R O TR
FEBNZ K § B HERADORN RSO N TOHEN % S
TWb ", %501 T 5L/ H U Lo Tl % 38 5E
LTV RREFNIH LT Z T L2 2 A, T
JIAEH T Dysbiosis & & HIZHIE L7z, PLE XD,
CDIJEFI 7217 CTid7e <. FECDUERITH. Pk
RS DRI 0D s PR T 38 A 30 K % BRI T RTRE LR
LCTh. BNMHE T LIRSS 2 2 & T
R IRELY GE SR D 5

Ltk HRHOBERICTCH 725 TiE, BEEOE
o & CHUERIPR S T COmMER. WIES D%
EVEOENDH D EEZ LNDBHY . BNMIR# S
B9 % & 5 7% 5 I5E0F9E - BRITZEs R 5 2 &
PEINS,
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