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Table 1 Classification of experimental groups

Experimental groups

Group 1: Control

Group 2: C. albicans (2x10%kg) only

Group 3: Treated with the SQ (80mi/kg) for 7 days (one per days) later injected with C albicans (2x10°/kg)

Group 4: Treated with the SQ (80ml/kg) for 3 days (one per days) and later were injected with C albicans (2><106/kg)
Group 5: After treated with C albicans (2><106/kg), SQ (80mi/kg) was treated
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nitrite (1M/mg protein)

days

Fig. 1 Effects of SQ on the nitric oxide (NO) production
in the presence of C albicans (2x10%kg) from mice
kidney, C albicans and SQ were injected by
intraperitoneal injection (i. p.).

Group 1: Control Group 2: C, albicans (2x10°/kg) only Group
3. Treated with the SQ (80mi/kg) for 7 days (one per days)
later injected with C albicans (2x10°/kg) Group 4: Treated
with the SQ (80mi/kg) for 3 days (one per days) and later
were injected with C albicans (2x10%/kg)

Group 5: After treated with C, albicans (2><106/kg), SQ (80ml/
kg) was treated All groups were observed for 1 and 3 days
after C albicans treatment,

The results are expressed as compared with Group 2
(meantSD, *p 0,05).

2. C. albicans-S%= TNF-a MAUH HSE SQ
=}
A C albicanss HHEHRFA, 2X10°/ke)A|
71 3 TNF-a JAFS A% 22L& &

2 v o Ll
A B & WS SQ (8oml/kgE 7T 1Y 18]

filo
EN
b
>
N
fr
N
ftlo
o)
o
4
s
32
o
5
PN
.O
5
Gl
7
>

3. C. albicans-|% IL-6 MAHH st SQ St

Al ¢ albicanss HA(EZFE, 2}10°/kg) A7 -,
IL-6 AARE A% 248 B3 20 512, 32 AT ¥
WSk, SQ (80ml/kg)E 7HU7E 1Y 13] pre—treated
(SAEO)T ThE, O albicans® 7% A7 2olA] 327
AR A 22 oA 9] TL-6 s HaAl7le
ket 4= AeH(p €0.05)(Fig, 3).

P
filo

2.0

I Group 1
[ Group 2
N Group 3
[ Group 4
1.5 4 E Group 5

0.5 -

TNF-0. ptoduction (ng/ml)
5

0.0 +

1 3
days

Fg. 2 Effects of SQ on the tumor necrosis factor (TNF-a)
production in the presence of C albicans (2x10%kg)
from mice kidney. C albicans and SQ injected
intraperitoneal injection (i, p.).

Group 1: Control Group 2: C albicans (2x10°%kg) only
Group 3: Treated with the SQ (80mi/kg) for 7 days (one per
days) and after were injected with C, albicans (2x10%kg)
Group 4: Treated with the SQ (80mi/kg) for 3 days (one
per days) and later were injected with G albicans (2x10°/kg)
Group 5 After treated with C albicans (2x10%kg), SQ (80ml/
kg) was treated All groups were observed at 1 and 3 days
after C. albicans treatment,

The results are expressed as compared with Group 2
(meantSD, *p  0,05).
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Fig. 3 Effects of SQ on the interleukin-6
(IL-B)production in the presence of C albicans (2x10%/
kg) from mice kidney. C albicans and SQ injected
intraperitoneal injection (i, p.).

Group 1: Control Group 2: C albicans (2x10°%kg) only
Group 3: Treated with the SQ (80mi/kg) for 7 days (one per
days) and later were injected with C albicans (2><106/kg)
Group 4: Treated with the SQ (80mi/kg) for 3 days (one
per days) and later were injected with G albicans (2x10°/kg)
Group 5: After treated with C, albicans (2x10%/kg), SQ (80mi/
was treated All groups were observed at 1 and 3 days after
C. albicans treatment,

The results are expressed as compared with Group
2(meantSD, *p ( 0.05).
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*Abstract

The Effect of Squalene on Inflammation Factors Induced by Candida Albicans
in Vivo Studies

Jun-Haeng Lee

Department of Radiology, Nambu University

In the present study, whether squalene treatment relives inflammatory reactions induced by Candida al-
bicans was checked.

The experiment was conducted in vivo using seven experimental animals (ICR mice) per experimental
group. Among C  albicansinduced inflammatory factors, TNF-a, IL-6, and NO were observed using the
ELISA kits method. Through the experiment, the following conclusions were obtained.

1. In the group infected with C albicans, it could be identified that squalene treatment was inducing
NO generation in renal tissues both on the 1st and 3rd days (p € 0.05).

2. In the group pre-treated(intraperitoneal administration) with SQ (80mi/kg) once per day for seven
days and infected with C albicans, it could be identified that squalene treatment was inducing TNF-a gen-
eration in renal tissues only on the 3rd day(p € 0.05).

3. In the group pre-treated(intraperitoneal administration) with SQ (80ml/kg) once per day for seven
days and infected with C albicans, it could be identified that squalene treatment was inducing IL-6 gen-
eration in renal tissues only on the 3rd day(p {0.05).

In conclusion, it could be seen that for squalene to suppress C albicansinduced inflammatory factors,
preemptively supplying SQ should be effective, Therefore, effects for recovery from C  albicansinduced
immunodepression can be expected from SQ treatment,

Key Words : Candica albicans, nflammatory reactions, Squalene, Renal tissues, In vivo
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