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Abstract

In this three-year project, the major

purpose is to investigate of the
bioactivities of Cordyceps militaris in
vivo and in vitro. The major goal of the
first year is to compare hepatoprotective
activities of CME, CSE, and CCSE,
respectively, in cellular model. According
to the data, CME, CSE, and CCSE did not
exhibit cytotoxicity
HepG2 cells. On the other hand, the
oxidative toxicity of t-BHP was decreased
in the presence of CME, CSE, and CCSE
respectively. No
(p>0.05) was found between CME and
CSE in protective effects of oxidative
t-BHP. Meanwhile, the
intracellular oxidative stress induced by
t-BHP in HepG2 cells was inhibited in the
presence of CME, CSE, and CCSE,
the activity of

obvious toward

significant difference

toxicity of

respectively. Further,
intracellular caspase 3 induced by t-BHP
was decreased in the presence of CME,
CSE, and CCSE,
immunoblot, the protein levels of caspase
3 increased by t- BHP was inhibited in the
presence of CME. According to the data

respectively. By

mentioned  above, the  apoptosis
progression induced by oxidative stress
was inhibited by CSE, CME, and CCSE,
respectively. The mechanism for the
hepatoprotection in vitro may be
attributed to decrease of oxidative stress
and caspase 3 study
indicated that CME displayed marked

hepatoprotection in vitro.

activity. This

Keywords: Cordyceps militaris,
hepatoprotection, oxidative

stress, apoptosis
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Fig. 1. Effects of CME, CSE and CCSE on HepG?2 cell viability.
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Fig. 2. Effects of t-BHP on HepG2 cell viability.
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Fig. 3. Effects of CME, CSE and CCSE on HepG?2 cell viability induced by 0.1 mM

t-BHP.
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Fig. 4. Effects of CME, CSE and CCSE on 0.2 mM t-BHP induced intracellular ROS

production in HepG2 cells (p=0.001).
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Fig. 6. Effects of CME on 0.05 mM t-BHP induced caspase3 activity in HepG2 cells
(p=0.011).
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Fig. 7. Effects of CME on the protein levels of caspase3 in HepG2 cells induced by 0.05
mM t-BHP.
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In this three-year project, the major purpose is to investigate the
bioactivities of Cordyceps militaris in vivo and in vitro. The major goal
of the first year is to compare hepatoprotective activities of CME, CSE,
and CCSE, respectively, in cellular model. According to the data,
CME, CSE, and CCSE did not exhibit obvious cytotoxicity toward
HepG2 cells. On the other hand, the oxidative toxicity of t-BHP was
decreased in the presence of CME, CSE, and CCSE respectively. No
significant difference (p>0.05) was found between CME and CSE in
protective effects of oxidative toxicity of t-BHP. Meanwhile, the
intracellular oxidative stress induced by t-BHP in HepG2 cells was
inhibited in the presence of CME, CSE, and CCSE, respectively.
Further, the activity of intracellular caspase 3 induced by t-BHP was
decreased in the presence of CME, CSE, and CCSE, respectively. By
immunoblot, the protein levels of caspase 3 increased by t- BHP was
inhibited in the presence of CME. According to the data mentioned
above, the apoptosis progression induced by oxidative stress was
inhibited by CSE, CME, and CCSE, respectively. The mechanism for
the hepatoprotection in vitro may be attributed to decrease of oxidative
stress and caspase 3 activity. This study indicated that CME displayed

marked hepatoprotection in vitro.
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