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Bliiflic SEEE X Y I AR TEREKT
Bote, AKCEELLK L YBRE I, %
DRFHERD b BT E IR -7,

5 HB UM% LIRS, acinetobacter, en-
terobacter DERHEEN T TCOBGE L D SHE
RObR, BroEmIBEE oM<, RIEH
32.1%, acinetobacter 25%, enterobacter 21.4%
EIBEAEEDTWIN, R D &K servatia
23.5% % I i, FETHIE A THD EEEEIC
X AMINIENS <, BIBHE, acinetobacter DEE
Yy 5 B, BEEE O R 1B, acinetobacter D X
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BAECHEBEEYRL, ChboEIX LTiH
HEFRIRZHEIL, FoBDdbhkhrrot,

ZH16H B U 72 5 L FREOMHBEE 2 &
LI L BMETE C47.1%, Mm¥K20%, R+43.5%,
WeH53.5% & T o 1o, ¥ T I EERARS M 3R 1 BE
HARb&EL, DPWTEE, R, OEOIETH -
7z (Table 1),

HhOREBEEZEY LV EHENCERIHE > BT
BECETEELTWAD, ERALVEHEH
BETHE W % exogenous bacteria D H
R X 3 B B W staphylococcus > micrococcus >
acinetobacter > bacillus > fungus TH Y, B
I b X &3 streptococcus > acinetoba-
cter > enterococcus > staphylococcus > candida T
Bole kX ) RKHBE G - I RIRHE,
acinetobacter, enterobacter, serratia © R4
KR MREBROHER % Table 2 1R L, BEE
o SEE L VRRZEED D, ThTHEE
BHIX DR &L Lc b D%, HBilcics
LBEAEDTARICHERR L, LHLED
FCTAMK & b ittE 2 BB LEWER1 B D
nit,

acinetobacter 3ZHFI i TI-PC, ST it 7
DICREZ N B BB D, MNC BRI % CR%
HEAE LT\, enferobacter TIRZHEEIITIX

Table 1. Composition of pathogen in various speciemens

burn wound blood

urine sputum

days after
burn

pathogen

4z ~7 ~10 ~13 16 4= ~7 ~10 ~1316s 4= ~7 ~10 ~13 16 42 ~7 ~10 ~13 16=

Staphylococcus 1 1
Pseudomonas 2 4 5
Acinetobacter 1 5
Enterobacter 1 3 1
Citrobacter

Serratia 2 2
E-coli 1

Klebsiella 2
Enterococcus 1 1

H. influenza

Proteus

Candida and
other Fungus
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Table 2. Susceptibility to various antibiotics

Bacteria Pseudomonas aeruginosa Acinetbacter calcoacae Enterobacter cloacae Serratia marcescens

Antibiotics 4= 4<, 15> 155 42 4<, 15> 15= 4= 4<, 15> 155 4= 4<, 15> 15=

ABPC 0% 0% 0% 0% 0 % 0% 0 % 38% 0 % 0 % 0 % 0 %
PIPC 20.0 32.4 18.8 0 0 0 0 3.8 0 0 0 0
TIPC 40.0 16.2 9.4 20.0 22.2 0 0 0 0 0 0 0
CMX 20.0 21.6 9.4 0 0 0 0 23.1 0 0 0 0
CFS 20.0 24.3 15.6 0 0 0 0 0 0 0 0 0
CTM 0 0 0 0 0 0 0 3.8 0 0 0 0
CMZ 0 0 0 0 0 0 0 0 0 0 0 0
LMOX 40.0 18.9 12.5 0 2.8 0 100 61.5 0 0 0 0
CTX 40.0 35.1 9.4 0 0 0 0 26.9 0 0 25.0 0
CPZ 40.0 37.8 9.4 0 0 0 0 3.8 0 0 0 0
CzZX 20.0 10.8 3.1 0 0 0 0 23.1 0 0 12.5 100
GM 40.0 45.9 18.8 0 0 0 0 11.5 0 0 0 0
AMK 60.0 70.3 78.1 0 0 0 0 23.1 0 0 0 0
CcpP 0 0 3.1 0 0 0 0 3.8 0 0 12.5 0
MNC 20.0 18.9 43.8 100 97.2 100 100 61.5 40.0 0 12.5 0
ST 60.0 24.3 18.8 20.0 2.8 0 50.0  88.5 200 0 12.5 0
PPA 0 8.1 6.3 0 0 0 100 57.7 0 0 0 0
No. of
speciemen 0 37 32 5 36 7 2 26 5 1 8 5
Fig. 1 Fluctuation of WBC in critical burn patients.
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' Fig. 2 Comparison of neutrophil and lymphocyte.
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Fig. 3 Lymphocyte subpopulation of critical burn patients.
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Fig. 4 Complement of critical burn patients.
mg/d1

100

504

.

\ M

mg/d1

100 1
SN

[ ] | \\\
t:) 1 2 3 4’ week 0 1r .é 3 :1 week



REFI604E 6 208

Fig. 5 50% hemolytic unit of complement of criti-

cal burn patients.
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#710~20unit/ml & EFFNCHNEELRRL, £
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Fig. 6 Immunoglobulin of critical burn patients.
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Alterations of Infection and Immunity Following Severe Burns

Tetsuaki INOKUCHI, Yasuo TOKUTOMI, Masahiro SHINOZAKI, Teru NAKAMURA
Nobuo KAKU & Takesuke MUTEKI
Crinical Care Center of Kurume University School of Medicine
Masaro KAJI

First Department of Internal Medicine, Kurume University School of Medicine

Infection and immunity in 15 patients with severe burns were studied.

The mortality rate from sepsis was approximately 63%. The predominant infection was due to gram-
negative organisms such as pseudomonas, acinetobacter and enterobacter. Pseudomonas was most detected
in burn eschar, blood and sputum. In contrast, servatia led to urinary tract infection. Although most
aerobic organisms showed increasing resistance to antibiotics at the beginning of the early burn state,
pseudomonas was susceptibile to AMK contineously and acinetobacter to MNC.

Regarding cellular immunity, the total population of T cells including T4, T8 and T11 cells
decreased. B cells increased compared to T cells. Con A stimulation index also decreased. Regarding
humoral immunity, a marked decline of IgG and IgA occurred but IgM remained in normal range. Both
cellular and humoral immunity were depressed more strongly in the died patients than in the survivals.
In complements, there were remarkable decreases of C3 and CH50 and a slight decrease of C4.

Thus, an evidence is mounting for the occurrence of remarkable interference with host defence
mechanism in burn patients, and it is suggested that opportunistic infection may affect the development
and outcome of gram-negative infection.




