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Endotoxin from the cell wall of marine V. vulnificus was -extracted using the hot
phenol-water method, injected endotoxin into rat, and tested the toxic effect of endotoxin
on the blood component in rat blood. The results showed that blood glucose, blood urea
nitrogen, white blood cell, and reticulocyte were increased and red blood cell was the
same as the number of control group(normal blood), but platelet was decreased. Above
results suggested that endotoxin induced a malfunction of liver and that the increase of
white blood cell was for the removal of foreign toxic substance.
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Hexadecyl trimethyl ammonium bro-
mide, lysozyme % sodium cholate:
Sigma(St. Lewis, Mo. USA) #] &g x}8-3}4
1, acetone, phenol, CHC], 2 BuOH %-&
53 Aok AHesth W 4E Baele
Roche(Basle, Switzerland) % Coulter
(Northwell Drive Luton, Beds., England) |
F& AH33tdth. MY FE<) Spragne Daw-
ley rati 70 - 759 ® 2% x| N3 o)
shollx) o} Wl A§AFch
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e V. vulnificuse] A EWeA UYE=4E
F-23t7] $13tod ot AA 3} o] Westphal
ul4 (hot phenol-water method, Westphal
5. 1958)% Apg-3tdch

V. vulnificusg& 37 °Cell4 24 A7k Fab
tryptic soy broth Wiz 2 o]&3}ed ujoFAzl
3 94 23t cell pellets At A-
cetone® 2 XA FAE FHF2 33 4
A3 o5 100 mL FH5 HH7AA 3% F
¢} sonicationA] 7] 3 4,000 x gell4] 60 &7}
A AAAA AAE Ptk o) Fak
2] 90% aqueous phenol (v/v)& 7}3}3 65
- 68 °CellA] 20 ¥7} homogenize A7 3%
10°C2 ¥7+A1AH 4,000 x gollA] 60 & Fok
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Waol o3 54 BE olns] 9shol
J =4 0.1 mge& pyrogen-free phosphate
buffered saline(PBS, pH 7.4) 0.1 mLol] £
AA 7k F 5 vie]| 4 2] Spragne dawley ratel]
Al FARE F 0,6, 12 9 18 A7k rat &
-8 15 gauge needle® Ho} rat o) o)
¥ }(blood glucose), €& 24 A (blood
urea nitrogen, BUN) ¥ %, w3&FZ(white
blood cell, WBC) <, 3 3(red blood cell,
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3. 1 Blood glucose 3 blood urea ni-

trogen % &* A}

WE 2ol e)sted b 4lgelA blood glu-
cose 357} ZAdlx 7ZbellA] pyruvate ki-
nase®] ¥AJo] W3} sugar catabolisme 4]
glucokinase®} phosphofructo kinase2] 24
ol Zasrhe 7 B3t gk B dFell4
A HzF(H4 dN)e] 7 blood glucose
e 98 + 6.2 mg/dlolg WEL T F
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Table 1. Change of blood glucose and blood urea nitrogen by V. vulnificus endotoxin

. blood glucose blood urea nitrogen
blood collection (me/dD) (mg/dl)
control group 98 + 6.2 21+ 20
6 h 88 + 8.0 26 + 4.3
12 h | 112 + 4.0 23+ 20
18 h after challenge 128 + 6.0 [ 24 + 3.0

Fig.1. Change of blood giucose by V. vul-
nificus endotoxin.
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Fig.2. Change of blood urea nitrogen by
V. vulnificus endotoxin.

e 6 AZF A¥ FoA] dAAHoZ JFe
& el E=H(Table 1, Fig. 1), o]& o
%47} insuling} 72H& 2H4-$ 3l UAHS
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T2 Astel] W& AEFHY Pt 8
Z 715e] gAAAgT ek # Ay 49 6
AlZEel B2 FAL Fol 24%, 12 A 7o)
10%, 18 AlZke] 14% A 4% & vrehliich
(Table 2, Fig. 2). @2td £ A¥ A3 5L
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Aol A wbx]Al7]HA] 2 A7 o]yel] Coult-
er STIVel|lA 4C plus& A X Fa] 7 A 28}l
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Table 2. Change of blood cell by V. vulnificus endotoxin

blood collection { white blood cell] red blood pell ‘r reticulocyte platelet
(10%mm" | 10%mm” | (%) (10%/mm?)
control group 85 + 2.63 765:025 | 12:04 8.61 + 0.56
6 h | 105+ 2.43 7.58 + 0.62 ‘ 1.5+056 547 + 0.23
12 h . 92:183  755:054 | 24:05 6.75 + 0.62 |
lcial}]:ﬁ:; L 98 + 217 L 7.63 ¢ 0.21 l 1.6+ 05 | 642065
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Fig.3. Change of white blood cell by V.
vulnificus endotoxin.

blood collection

Fig.4. Change of red blood cell by V. vul-
nificus endotoxin.
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Fig.5. Change of reticulocyte by V. vul-
nificus endotoxin.
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Fig.6. Change of platelet by V. vulnificus
endotoxin.
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ol w3td WBC #7}
Fig. 3).

RBC & AA iz Fo] 7.65 + 0.25 x
10°/mm’ o]dedl WEAL Fofol o3t W
37} 719] glsdcHTable 2, Fig. 4).

RETI= E5ol4 A== RBC7l A3
AeE7] 4d Aol FEH =0 AN FF o
Fol % 05 - 1.5% A% ZAgc) B Ag
A3, RETIE & 79 1.2 + 0.4% of w3}
of W54 Fol 12 AZtell A 100% Y=
7t &A 3k JebixicHTable 2, Fig. 5).
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4 AE27F F74 Ade 99 A A
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