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ABSTRACT - LPS induces the synthesis of several inflammatory cytokine, chemokine, NO and inflammation in the
liver of rats. The purpose of this study was to investigate the preventive effects of Rubus coreanum Miquel (RCM) in
lipid metabolism. RCM of 100 mg/kg concentration was intraperitoneally administered into rats at dose of 1.5 ml/kg
for 20 days. On the day 21, 1.5 ml/kg of LPS was injected 4 hours before anesthetization. We examined the lipid-
related functions by measuring the levels of triglyceride (TG), total cholesterol (TC), total lipid (TL), high-density
lipoprotein cholesterol (HDL-C) in serum and malondialdehyde (MDA) in liver tissue. The results showed that LPS
treatment increased the values of TG, TC, TL and MDA, decreasing that of HDL-C. But RCM pretreatment decreased
the high values of TG, TC, TL and MDA to the low values and increased the low value of HDL-C to the high value.
These results suggested that RCM could be used as the potential candidate for the lipid metabolism natural supple-

ment.
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Experimental day 1-20

day 21

group dose of sample dose of sample
NOR (7) 1.5 ml/kg of 0.9% saline, i.p 1.5 ml/kg of saline, i.p.
CON (7) 1.5 ml/kg of 0.9% saline, i.p
1.5 ml/kg of LPS
RCM (7) 1.5 ml/kg of Rubus coreanum (5 mg/kg), i.p.

Miquel fraction (100 mg/kg), i.p.

NOR : normal group, CON : LPS-treated group, RCM : Rubus coreanum Miquel-pretreated and LPS-pdsttreated group.

The number of experiment animals is given in parenthesis.
i.p. : intraperitoneally, LPS : Lipopolysaccharide.
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Fig. 1. Effects of RCM fractions on TG activities in LPS-treated
rat. NOR: normal group, CON: LPS-treated group, RCM: Rubus
coreanum Miquel-pretreated and LPS-posttreated group, ***p<
0.001 value are mean + SE (n=7).
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Fig. 2. Effects of RCM fractions on total lipid activities in LPS-
treated rat. NOR: normal group, CON: LPS-treated group, RCM:
Rubus coreanum Miquel-pretreated and LPS-posttreated group.
**%p<0.001, *p<0.05 values are mean = SE (n=7)
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Fig. 3. Effects of RCM fractions on TC activities in LPS-treated
rat. NOR: normal group, CON: LPS-treated group, RCM : Rubus
coreanum Miquel-pretreated and LPS-posttreated group. ***p<
0.001 value are mean + SE (n=7).
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Fig. 4. Effects of RCM fractions on HDL-C activities in LPS-
treated rats. NOR: normal group, CON: LPS-treated group, RCM
: Rubus coreanum Miquel-pretreated and LPS-posttreated group.
***p<0.001 value are mean = SE (n=7).
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Fig. 5. Effects of RCM fractions on MDA activities in LPS-
treated rats. NOR: normal group, CON: LPS-treated group, RCM
: Rubus coreanum Miquel-pretreated and LPS-posttreated group.
***p<0.001, *p<0.05 values are mean + SE (n=7).
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