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F1 RN & BHE % £ - fo4LEE B0 R Rs#RHr

intra-abdominal infection 16
biliary infection 16
intestinal obstruction 3
mesenteric vascular occlusion 2
urinary infection 2

malignant lymphoma 1

subcutaneous abscess 1

total 41

Dept. of Surgery. Sapporo Medical College & Hospital
1975. 1 ~1984.12

F2 BEEREELETX

Organs Total No. (%) No. Dead
Kidney 6
Lung 4
Liver 1 0
DI.C. 1 0
Dept. of Surgery, Sapporo Medical College & Hospital
1975. 1 ~1984.12

#£3 BmEF D MOF BARE & ZORTE

Organ failure  No. of patients  No. Dead  Mortality %

One organ 12 3 5.0
Two organs 12 6 50.0
Three organs 7 5 7.4
Four organs 5 5 100
Five organs 2 2 100
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HISTAMINE SEROTOMNIN
LIMULUS 0.487 = 0.033 1.284 + 0.257
LIMULUS 0.344 + 0.035 | 0.553 | 0.073
ME2 meg

+ P (.01

++ P {0.05
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WL B X Csp, Cs.75% anaphyratoxin AELE I h,
ET #it6® complex D, MNP Rl ImEm Kk
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BEXECL, thbick ) BRERERE, ZUEH%
DT7FF—vR, BEREEBOBRERELEEECL
Yay /7RI HETT B, —F, MNPRo
phagocytosis, cytotoxicity, #i{ER® cytolysis ¥ X
U coagntant ®Ji#, Hageman factor ¥+ LC* =
OB L B ERT, REERETL2ET5Z
LiZieh, ThoBxoffoEN, RHEKEEIX
% target organ DO, ¥ X U vital organ ® dysfun-
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Wi septic shock FFDMRBME TOEBICOWTH
ezl BARBCIEFEONN, BREOTHE
RIHEEYRLA FEFEAHEY I
glucose-6-phosphate, fructose-6-phosphate O 4,
fructose-1, 6-diphosphate, pyruvate, lactate D #in%
RBHTWB, BERD key enzyme TH 5 phospho-
fructokinase (PFKase), pyruvatekinase (PKase),
¥E B1 £ R D key enzyme T B % glucose-6-phos-
phatase (G6Pase), fructose-1, 6-diphosphatase
(FDPase) =228 L& 2 A, septicshock Tt
PFKase, PKase " A B & # i L %= #, G6Pase,
FDPase R BEEL2RBD o1, ‘

Adenine nucleotides © i ATP {& © # 4> ADP.
AMP o150, energy charge DB A% R, FFCo
WO TIELRD ORI (R6), 7 3 7 BB
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£6 F v }‘Hvliﬁwél*/bs\ﬁ—ﬁ%@ggj

sonlr Peritonitis
Adenine i) - bl {Cecal incision)

Nucleotides
amale/g wet tissve * 5.0
ATP 3.255+0.456 (n=10>  2.456%£0.712 (n=10)®
ADP 0.140£0.023 (n=10) 1.914£0.126 (n=10)?
AMP 0.088%0.018 (n=10)  0.190:+0.133 (n=10)°

Energy Charge*  0.954x0.007 (n=10) 0.742+0.053 (n=100?

+ Energy Charge (ATP+1/2 ADP)/ (ATP+ ADP + AMP)
a: Sigrificant to P<0.01 compared to controls
b: Significant to £<0.05 compared to controls
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FAXHBIND,

4, FFi b av ¥y 7 OB

I rav i) 7oOBEYLALBENTCHI b2 EY
TEEROHL, TORRFEERE Y v E{LEE, ADP/O
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CHBENE LB Z &b b, PROVFOF 4 — 2 iihis
DEATHOEZTOBENMET THZ EARB IR
(E2).

5, 4V~ sBERER

ET 354 v ¥ — 4o labilizer CHBZ L5 ET
W5, FEEMBA O lysosome WEEERA L, FFE
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n moles ATP
Mt mg protein min.

¢ control group

+ endotoxin group

1 2 3 4 5(hr.)
endotoxin 5mg 100g i.v

:BO-[

60- -5 control group
l Eendotoxin group

T T T —r—
1 2 3 4 5 (hr)

endotoxin 5mg 100g i.v.
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1-3hr
Increase of lipid droplets
Mitochondria swelling
Increase of lysosome
Change and decrease of
microvilh
Increase of SER
Degenerative change of RER

4 hr -

1. Significant degeneration
2. Destruction of cell membrane
3. Necrosis

= — = L
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phapolysosome )
Significant phagocytosis of

fibrin. white blood ceil. red

blocd celt and debr)

Degeneration or necrosis

Aggregation with platelets

= — 1 — -
Exfoliation 1. Increase of fioating cell |
Loss of continuity n cellular | 2. Degeneration and necrosis
arrangement

Dilatation of Disse’s lumen 1

Significant delatation of

Appearnace of fibrin Disse’s lumen
Congestion 2. Formation of thrombosis
Aggregation of blood cells 3. Destruction

and platelets 4. Bleeding
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