IRV AHy P NY T AOF R 19

BXETFI & T o I BVERBIIRR B DO FTRERIC
T DI RNVARL Yy b )T AOFMMHE

AN = s N N
HoH E A KEZ

£ =1

BYERBINRE B OFIRECRIEMEY A N1 >
DI EE AN K0 4B M R IE RS AE R (Systemic
inflammatory response syndrome: SIRS) Z#5i L,
g E O, ik EBICHER: T 2 AEH & R ER
T 5. BAIIAMERBIEE CRAFHEITo 7
21 FEBNC K LAFHER = T 2 2 — BB N L R
2y b FRITABITURVRSZ Yy M) E2FERL
R E LT DR EERFT L. v LA Fy

~ ORI 5% DIC OFRE Z 8 S, S0
FHERT T 2 7 — G LR EREIR R & A BT
ffill L7z. SOFA (Sequential organ failure assessment)
A a7 B CIIIN AT 5B L IR R S BEICE R
ZIIRO N o e N KENRE B O RATF
WHEBNZ AT T HMRIN D DR L2 & v DL
VIIRARRE S 2 T 5 TRt 3 Re S T,

Key words : GMERBIRER, > _XLAFZ v )b
YUL, FHEKTTIAZ—E

(= s Y b

SIRS |24 2 s EED 5> bR b EHEENE L,
EMTHREELATDLONMEETHLY. £0%k
JEIZIIRIEMEY A N b A T & o TIEMEL & AUt
WCERET AP ERP O BT 2 ER= T 2 & —
ERECEELTWA Z ERERENL TS, &
NRURAY y MIFHERE T 2 F —8 % BRI
FL, SIRSIZff 5 SEMEE I L CIARSIR %

EivE 2 ) = 7 fRbEE R R M A A
R I kR SR A e L S

R R S
=)

B o, 4 B B e

H g

BT 5. 2005 FICRHRR ST B ARMER IR
&% TALVARDS BHH A B4 1 ? TldavER
BEEOREEL LTHERESL TS,

D B SRR TR I B AT E LB L T
DA REIRE RO FIEE CRIEMEY A b A
v OWMFIPEEIZ LY SIRS 7B LIFHERk= T 2 #
— B EOEMH LA ESEE L BEEE D LT
EHICHT DEFAZRRT D, £OFTH, &
HEEEIREELEL, TERRLEENS.
Fox TR ME REIREE B O FITES & x5
A&y FEERL, Wb 0RE L1 L D
BEIC L ARV ERE L.

HEBFVHE

Yepk 18 £ 8 H ~FRR 19 4F 6 A % TITHEBR L 7=
RPER B IREE /R L BB TN & MiAT L7z 21 FEBY
Exgl Ll EREZBEMEER LD VLR
& NEfERT AIRIRRAAEE (A BE - 1061) &, T
HTHELVERT HIEBEAEE B R : 114 1ok
EETEIVIRY, XL A%y % 0.2mgkg/hr T
N TRERZeBEDL £ © ek 5 Ak 14 B) Frfii Al
ELE., YRV REZy NEERTHIZHZY,
Yt B P5E LIFRMATIF AT 21572,
F, FEAMERICY =0 I - LS HECRE 2 B
Ex, BEAAN, FECAEZEGTCRBEEZIER
L7=. A#, BEZHhEhoSIRS ZWHEE, =7
A % — ¥, IL-6(Interleukin-6) , CRP(C-reaction
protein), D-D 4 A ~—, FDP (Fibrin degradation
products) , FERARE, HifEER =27, SOFA R =
T &R, e k0 N TR AR R R C R R
Ml VIFRAZFUEMDETIIRNLRE Y
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b & ERRIREER D & D FHNIFE R Lad o 7. fifi
EEZ TNV AY y bOF N FHEERRER T
AV i= Murray & O 28962 %, SOFA A =27 1 Vin-
cent b DFAIEY 2 F 7. BEIL y>test, two
sample t-test T{T-7z.

L] g

RLICEEERETT. FHERIITNAZHLA
B 64379 5%, BREE69.1L12.0 5T, FHIEEMIX
A #¥ 355.7+105.6min, B #% 280.7£90.7min T& -
7-. fliE SIRS FIEFIT A BE3 61, B RE4 %, iy
A DIC FAERIIX A B 2 i, BEE 1LER], fiAT =
v IRBITARE46], BEE4BITHoT. SOFA
AaTXARES54+-35, BRE4.9+3.8 TH Y WAt
BICEEZIIRBD o T,

R R, MFc7 A —EHETAR, B
BEHL®: CHF% 1 H BT 159.6 £51.8 vs 507.3 +
551.5ng/m1(P=0.01). If{& IL-6 fEIXHii 1 B H,
2HH, SEETENZEN1HH 55.065.6 vs 11.9
+32.8pg/ml (P=0.05), 2 H H 36.5%+41.0 vs 103.8
+162.0pg/m! (P=0.07), 3 HH 16.8%11.4 vs 213.5
+409.6pg/ml (P=0.05) (BI1) TH - 7=. FDP (X A
B, BRELL® TN 2 H HIC 7.6£52 vs 231+
26.1ug/d1(P=0.08), D-D ¥ ~—I3fitk 2 B AT
22+20 : 74+8.0ug/dl(P=0.05) . AT-II(Anti-
thrombin-IIT) (£4f7%% 3 H H ¢ 88.3£19.2 vs 66.8+
20.3ug/d1(P=0.05) (F2) THEZEZRDT.

fiitk SIRS 4 1L A #£ 3 B, BEE 76, PR
B A B 4.0+3.1 H, BRE:4.3+5.1 H, 2R
R ARIT AR 4G, BEESHI THo. SOFA

®1 fiiATE R
A #(n=10) B B (n=11)

PR (5B /%) 8/3 p=0.56
AR (k) 64.3+7.9 69.1+12.1 p=0.29
FHireRE (57) 335.8+105.6 280.8+90.8  p=0.13
IRE R (49) 432.2-129.0 338.7+97.0  p=0.12
t ifiL & (ml) 2642.0+1197.1 2604.0+1809.4 p=0.26

Stanford A fi# ek KBRS 5

JEB R B AR A 5

s R B AR A 2 1
SIRS %445 411 p=0.56
DIC Z&A4:=45l Vi1 p=0.30
RN 411 p=0.76
SOFA 2= 7 54+35 49+3.8 p=0.76

SIRS: Systemic inflammatory response syndrome, DIC: Disseminated intravascular coagulation

SOFA: Sequential organ failure assessment

ISRE—E
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600 P=0.01 5 i
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200 | (o
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—— A
--O--BH#
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(pg/ml)
16000 Q
12000 P,=0'0,5
l' ‘I
8000 - !

4000 : -

l’ P=0.07 P=0.05
1] I P ¢ * O g
1HE 2HE 3BH

K1 HFhERISR42—+t, IL-6 L&
IL-6: Interleukin-6
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(ug/ml

600 [
500
400 -
300 P=0.08

200 p—0nws T
' - )\

_. 0.,

100 ‘T\ o
0 —

fiver  WE# 1HE 2HE 3HE

(mg/dL)

VRLVAFEy PR LAOFRAMNE 21

(ug/mmD) D-D &4 <7~

[ P=0.05
Wl 1] j

100 T
80 JD

60 b—
40

20
TRl fTER

16E 2HBE 3HE

K2 FDP, D-D &4 <—, AT-II b
FDP; Fibrin degradation products, AT-III : Antithrombin III

z2 ik
A#E(n=10) B # (n=11)

SIRS 711 p=0.12
N TR g BRI (H) 4.0+3.1 43+51 p=0.75
EREE AE (H) 82165 122+115  p=0.25
AR R A 5/11 p=0.59

FHTHEAT 5/11 p=0.35

, ‘ o BMEBRA:3

A DHE AMER4: 3 A 1

DIC %/ 9/11 p=0.02

SOFA 2 =7 (Fk i fiE) 8.4+46 10.0+3.5 p=0.25

FET-A 6/11 p=0.21

SIRS: Systemic inflammatory response syndrome, DIC: Disseminated intravascular coagulation

SOFA: Sequential organ failure assessment

ZaTIEARE : BEE8A4T47 : 10.8+44 Thot-.

WHAEIHETIX AR CIIAEEAR22 4], BT
IRAMER R4 2 f, INEAZE 1 BlA R, FETHNE
TNZENARESH, BE6HITHY ABREITRAD
7ao 7z, DIC (disseminated intravascular coagula-
tion) JEAEIL A BES fl, BEEOBITARETOIAEN
il & (P=0.02) (R2). A#, B o SOFA
A3 T B ARMEHE T AR 543584147, B
49+38—108+44 Thotz. liEER =T TIX
ARE1.0+12—-5.0*£23, BE 1.7+£25-6.4%+3.0
THEERRDRN-7 (E3).

% =

DR ML P CIERBIARIENT, fEEELE, A
T ifi7e & 28 OX RN &L — FRERICE 6 X
N5, BICBEEFNN IR RBIRB R 2 SHiRTE Y
SHRENEBAL L TWHEFNEV. Hil—FE
T CIEMEEE R OIE AL, ek, ~s/n 77y —v
M8 PN B AR 72 & JRE AR D TE AT & 2 ARk
g WUNEEREEEZ AN 2 Y SIRS, DIC, %
B2z BEEH T & SN D%, (KATEERE N
BEETMES A TLOEREANEZERTHZ LI
L0 MREYRIENTHER S, EEEAE, s
DOIEMAIZ B EHEWTHMERDIEELBEZ D,
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SOFA X7

18

14

10

iEn
BAfE - PN |
AR B#
(n=10) (n=11)

fEERa7

TRl ik iR Tk
BXIE BAE
A BE

(n=10) (n=11)

K3 SOFA, WEZSAa7ICET 5 AR, B LK

SOFA: Sequential organ failure assessment

ZORER, &ML L7 FERDO i~ DEFEHNE =
0, EBITIEMAL LIz B2 b i S fvic i
R 7 R & — -V 3 fiti i PN R 0 e S0 i A i3 b
MOTIEE R E R LAVERREE & 725710,
ZOX)RMBEREARZ B, D, KibE
itk CORMEMBEERAIC X DT RIL 15% & #®
LxhTWwWa®, 2ok, AMKENRES TR
SIRS FEIE A B FE CRMEMIBEE A 90%LL ETHE R
IHEHESRTWAY, AMEKENREE D SIRS

FIER L OB E I IR HEENLETH D .

SIRS i, LFTR~7=—@#o N T EE 5
THEB— )T RL 24 v h OIEFIZhFD
FRFHT I AR EENE KBRS T D 7 D LLEE A 0.
L2vL, BETEALLEEBAWD Z &R0 0
HE BB R BRI I 2 1 b AR BNRIE D > 2 > 7
REETIEEYA b A Y, A MhA AREICE
5. L SIRS JE CRMEMEENEZ Y, LA
v MEFIZ TR BRI 2 25 L & 0ZAME
%L o T&. koT, AHEDOIEIERNICHEE
PR KBRS 2 S e b ®RIR Uiz, Ak, v
NRURH y MIFELE S LE L 35 SIRS BAEAE
BHC DO ZGEIR E SNLAHFITH 508, 2MERBR
PR EBJE I3 B A 1 SIRS ARAEDS B AME N % 45
XEZIL, HEHbEhFTERASHHER T
FAF—=BICLD T A bhA EERE A TIE L
N a1 X T 5

Fx T BMRBIER CRAETN S LE L BW
SNTIEFNCHFRT L D RV 2 &y h 2R E

THZELIEVIRBEESBEHTE D &V 5 K
EC, Wb oE L% Ok ETTo
o MEEE B NUAY Y NEGIEF O HEN
AT WRIIZ B ST, Mifio b o0& 5 T,
Itk 5 2 % —+¥, IL-6, FDP, D-D # A v—
DETICHE S, L, %oz DIC
FRIEREWNL, HTRT D DG TILHi % 51T

LAMHIIENRD bz, Z O—ED SIRS DFEhE
IFHEAICAMEMEED L7 b T S~ EE A
FEEFIEICER TS B2 6T 5. SOFA A
ST N5 EBATBEITN 19%DFETERRH D &
DOHELH Y, EPIRMEANER DY) SOFA R
a7 5Lk, &K SOFA 227 11 LA LT, 80%
ULOBENRELTLEOBERHDY. LoT
I BE1R BE 23 K & W Bk KB IROE B e 0 B HIC I
SOFA 2 a7, RMEMiEER a7 2IZ 0D, 24
JRHEIBIRNEE Th 5.

A8 O AR FHT & 0 2k KB R B o> B e SE
BN AHTET L D O R RE » N5 Z R
BEEEZMEIT I AEENRESREZZ EnBE
B SR ORFAME L Bbhb., —7F,
SMEZE I1FH BRI G BR S R OBEZ T i 4 IBER LA B
LSRRI T H VR AL Y hOBREEXTS T
EREL I LI TREED D L5 REEIT RN
NEEFLR EOREMFMICIET 7B & E
R RMTPROEELEEEZEIRVERE LD
BN F 5T, MR SICE LT L 2T OAEHS]
WG T 2O Tid/e 2F %KM, SOFA 2 a7 %
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Effects of Sivelestat Sodium on Perioperative Organ Function in Acute Aortic Syndrome

Soichi Shioguchi, MD*, Yoshihito Irie, MD**, Shigeyoshi Gon, MD**,
Koyu Tanaka, MD**, Yohei Okita, MD**, Takao Imazeki, MD**

*Department of Cardiovascular Surgery, Kisai Clinic Hospital, Saitama, Japan
**Department of Cardiovascular Surgery, Dokkyo Medical University Koshigaya Hospital, Minami-koshigaya, Japan
Acute aortic syndrome is responsible for an over- but also to the development of systemic inflammatory
production of inflammatory cytokines, due not only to the response syndrome (SIRS), leading to the onset of multi-

bodily onslaught brought about by its clinical condition, ple organ failure and difficulties in postoperative man-
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agement. In the current study, the efficacy of Sivelestat
sodium, a neutrophil elastase inhibitor, was evaluated on
sequential organ failure assessment (SOFA) after emer-
gency surgery in acute aortic syndrome. The subjects
were 21 patients who developed acute aortic syndrome
and underwent emergency surgery between August 2006
and December 2007.

Sivelestat sodium before surgery to patients with acute

Starting the administration of

aortic syndrome could reduce the augmentation of in-

flammatory mediator and factors related to the coagula-

tion-fibrinolysis system. Although SOFA score and
lung injury scores were not significantly different be-
tween pre-operative and post-operative use of Sivelestat
sodium, DIC was significantly suppressed in the pre-
operative use of Sivelestat sodium were effectively sup-
pressed in the pre-operative use as compared with the
post-operative use. It is suggested that pre-operative
initiation of Sivelestat sodium may be effective for organ

protection in acute aortic syndrome.

Key words : acute aortic syndrome, sivelestat sodium, neutrophil elastase

(Circ Cont 2009; 30: 19-24.)
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