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Effects of Lipopolysaccharide on Mice with Concurrent Escherichia Coli and Candida Albicans Infection
ZHANG Yukun', TANG Ying-chun', Q[NDe*binZ, ZHU Jia-xin', TAN Shu-ging'. (1. Department of Rerpiratory Disease,
Third Affiliated Hospital of Sun Yat-sen University of Medical Sciences, Guangzhou 510630; 2. Department of Internal
Medicine, Xiangzhou People s Hospital, Xiangzhou 545800, China)

Abstract [Objective] To study the effects of lipopolysaccharide on mice with concurrent infections of E. coli and C. albicans .
[ Methods] The animal model with concurrent infections of E. coli and C. albicans and with either organism infection alone was estab-
lished Lipopolysaccharide was substituted for £. coli and polymyxin B was used to neutralized the toxic and immunologic effects of
lipopolysaccharide. Then the life spans plasma endotoxin levels and the numbers of cfu in lungs among different groups were com-
pared [ Results] The life spans of mice with conbined infections of E. coli or lipopolysaccharide and C. albicans w ere significantly
shorter than that of mice with infection alone( P<Z 0. 05). The plasma endotoxin levels of mice with combined infections of E. coli
and C. albicans infection were significantly higher than that with E. coli infection alone 24 hour postinfection ( P<Z 0. 01). The
colonies of C. albicans and E. coli in lungs with combined infections of the two organisms w ere significantly higher than that with C.
albicans infection alone 24 and 48 hour postinfection ¢ P<Z 0. 05). The colonies of C. albicansin lungs with combined infections of
lipopolysaccharide and C. albicans w ere significantly higher than that with infection of C. albicans alone 24 and 48 hour postinfection
( P<<Q 05). [ Conclusion] Lipopolysaccharide can exacerbate concurrent infections of E. coli and C. albicans and shorten the life
spans of infected animals
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Table 1 The plasma endotoxin levels of mice injected intrave-

nously with E. coli , C. albicans and endotoxins

Plasma endotoxin

Group
(x=*+s, EU/mL)
E. coli 91. 3+35 8(8n)
Endotoxin 888 44203.2(8 n)
C. albicans 7.6+43(7 n)

E. wli + C. albicans 185 2429 6(7n )
E. wli + C. albicans + Polymyxin B 42 3430 9(8 n )
C. albicans + Endotoxin 861 4+41. 5(6 n)
C.

albicans + Endotoxint Polymyxin B 13 5+5.6(8 n)
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Table 2 The colonies of C. albicansin lungs injected intravenously with E. coli, C. albicans and Endotoxins

Colonies of C. albicans| x = 5. log(CFU/g)]

G roup
12 h 24 h 48 h
C. albicans 39140 74(7 n) 3 580 50(7 n) 3.63%0.29(6 n )
E. coli + C. albicans 4 0020 85(7 n) 4 3020 45(6 n) 4.890.81(4 n)
E. coli + C. albicans + Polymyxin B 3.93+0 71(7 n) 3 70+0 48(7 n) 3.71£0.22(6 n )
Endotoxint C. albicans 4 370 42(7 n) 43940 556 n) 4.71%0. 124 n)
Endotoxint C. albicans + Polymyxin B 4 13+0 66(7 n) 3610 35(7 n) 3.63%0.16(5 n )
3
Table 3 The colonies of E. coli in lungs Injected intravenously with E. coli and C. albicans
Colonies of E. coli | x £ 5, log(CFU/g)]
G roup
12 h 24 h 48 h
E. coli 5580 33(7 n) 4 8740 43(7 n) 4.01=%0.29(7 n)
E. coli + C. albicans 5 740 28(7 n) 5. 830 36(6 n) 5.75+0. 164 n)
E. coli T C. albicans + Polymyxin B 5. 690 33(7 ) 55540 32(7 ») 5.60=0.2006 5 )
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