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HIEEG:, WM, B EOAEEKANDBE R [BER] X, BEICEZREEEEZRITTIEPMONT
WA, IR R 8 5% O translocation, Bz > 7¥H @ chemical mediators, kiR NT >~ 2 DA
We 893, Ll N EOHEATREIIEDEPEICHE T 4 L E 2 5 Tw5b (Gut origin sepsis). WbiE
J5% 1%, “the motor of critically illness” &2 5 Z ENTE, “BEARE” WEE[LOFRN & L THHFE
M2 FEE &N Twb (Clark JA S, Shock 2007; 28: 384).

SUNAF T4 ARENE, TUNA T T4 2 AL TULNA T T 4 7 AOPRERETH Y, B
JHASJE BB CIRANIIHRS IS X ) EEAEZ IR T I AL 2 EAEH IR TWwA, —J, HiELR AWK
FEB CILEBHERNRICEEN 2 5ERD ShTnb,

Fk4 12, OSIRSBEHZDOBENOEL, @Y VN4 FTF 14 7 ZAEEORE, OUEEDRTE, s
Bt OBEEIRE L TE .

ORBREER L, BRICHEHRZREE D 725 3 H Td 5 Bifidobacterium & Lactobacillus (&, & N\ & It
N5 EI05DI»H 1 HGOVCHEREIEDT 50, 7 FUEREEIL, % A0 1005 E 2L 7.
KD FEMBOFEL L ZAVF —JHTh LEHOEEME, FEICHEER RO D L FHERE (FEE,
TaYt UuE, EEEE) 1, FEICEA L, pHbAEICHEML 72 (Shimizu &, J Trauma 2006; 60: 126).

F 72, BNREEE AR OB DS H bt A iEBI T, B, W% & OG5 0HE 25BN L5t
CEPHEICSHETH 72 (HEKS, HBFEESE 2006; 17: 833).

Qv N AF T4 7 AKY, BNAREE EBNEEZROZ ENTE ., T2, BEOHHRI,
FGRESFEGRE L T, gt (T% vs. 46%), Mifige (20% vs. 52 %), HWIMAE (10% vs. 33%) &
LA EIEA > 72 (Shimizu 5, Dig Dis Sci 2009; 54: 1071)

@y N4 F T4 7 AGEE G06) BV THBEESHALE 2T LEE G6I) TIE, B
WEFE L CHEL, 2fFEMEL?SRROMGEE L o7z,

DL, IEEMEEO R, FRIE R R OFe 3 2 KT 2N GG 0HE 0N %o &AL
CERELTWA EEZONL, ke LTI, ¥y NA T4 7 A2 & BIEHMEEOZED, K
BHHEZ T AR EZ oAb, F7-, BERSH LT 2LV U NAM T 14 7 AO%E%
MRS 2720 LETHL EERONL. Sk, BEHHOVERERT 2EL N4 4T 14 7 2T
HE%E, BEFEINS.
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Intestinal Therapy in Severe SIRS (Systemic Inflammatory Response
Syndrome) Patients —Gut Flora and Synbiotic Therapy

Kentaro Shimizu
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The gut is an important target organ for all kind of stress caused by severe insult like sepsis, trau-
ma, burn, shock, bleeding and infection. Gut under severe insult is considered to have an important role
in promoting infectious complications and multiple organ dysfunction syndrome from the viewpoint of
deteriorated intestinal epithelium, immune system and commensal bacteria (7). The gut is the “motor”
of multiple organ failure, and now it is noted that gut dysfunction is recognized as a cause for promo-
tion of diseases.

Synbiotic therapy is a combination with probiotics and prebiotics. Recently it is noted that preoper-
ative synbiotics reduce the complications in liver transplantation and biliary carcinoma patients. On the
contrary, there is another negative report in patients with severe acute pancreatitis .

We quantitatively evaluated changes in the gut microflora and environment in patients with severe
SIRS (2), examined the effects of synbiotic treatment on clinical course, and evaluated the limitation of
synbiotic treatment on gut dysmotility. We show the following results on gut function in critically ill
patients.

1) The gut flora and environment are significantly altered in patients with severe SIRS. Analysis of
fecal flora confirmed that patients with severe SIRS showed significantly lower total anaerobic bacter-
1al counts, in particular, 2-4 log units fewer beneficial Bifidobacterium and Lactobacillus and 2 log
units more pathogenic Staphylococcus and Pseudomonas group counts than did healthy volunteers.
Concentrations of total fecal organic acids, in particular, beneficial short-chain fatty acids such as acetic
acid, propionic acid, and butyric acid, were significantly decreased in the patients, whereas pH was
markedly increased. While the persistent decrease of the obligate anaerobes increased the septic com-
plications and mortality significantly.

2) Synbiotics maintain the gut flora and environment in patients with severe SIRS and significantly
reduce the incidence of septic complications. The incidences of infectious complications in patients with
severe SIRS were significantly lower in the synbiotics group than in the control group (enteritis, 7 %
vs. 46 %, pneumonia, 20 % vs. 52 %, and bacteremia, 10 % vs. 33 %, respectively). These beneficial effects
of synbiotics in the present study may be due to improved gut flora, increased short-chain fatty acids,
and decreased pH (3).

3) In SIRS patients with synbiotic therapy (50 cases), intestinal dymotility patients (5 cases) all had
deterioration in their gut flora, caused bacteremia, and were mortal.

As a result, the deterioration of gut flora, especially the persistent decrease of the obligate anaerobes
were related with septic complications and mortality. Synbiotics could maintain the gut flora and pro-
tect the critically ill patients from infectious complications. Further study is needed to clarify the mech-
anisms by which synbiotics decrease septic complications in patients with SIRS.
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