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SCN in vivo combining two-photon fluorescence imaging. Methods The surgery of skull base exposure was per—
formed on the anesthetized mice and the calcium signals of SCN were real4ime monitored by two—photon fluores—
cence microscopy after calcium indicator injected. Results A set of operative methods to expose the SCN at skull
base of mice were successfully established. After surgery the calcium signals of SCN were clearly monitored with
two—photon microscopy. The fluorescence signals of calcium did not quench for a long time along with the detecting
time and laser intensity and the intracellular calcium imagings in vivo were stably displayed. The activity routine of
spontaneous calcium responses was different in recording neurons. Conclusion  After the surgery of exposing skull
base in mouse the real-time detection of calciumsignals of neurons in SCN are successfully realized with two-photon
microscopy.
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Protective mechanism of Ginkgolide A and influence of

Nrf2-antioxidase in hepatocyte injury model
Jiang Lu' Xiang Nan® Jiang Xia® et al
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Abstract Objective

HepG2 cell damages and to detect its effects on Nrf2-antioxidases. Methods

To investigate whether Ginkgolide A could attenuate carbon tetrachloride ( CCl,) -induced
HepG2 cells were cultured with CCl,
and treated with Ginkgolide A. Cell viability was detected using MTT assay. Levels of AST and ALT were measured
using ELISA assay. In addition levels of 8-hydroxy2-deoxyguanosine ( 8-OHdG) malonaldehyde ( MDA)
oxygenase- ( HO-) and glutathione ( GSH) were measured. In addition inhibitors of PI3K/Akt and MAPK path—

ways were used to detect the pathways though which Ginkgolide A exerted its effects. Results

heme

Compared with the
control group the activity of HepG2 cells in CCl, group decreased the concentrations of AST and ALT in cell cul-
ture medium increased and the levels of 8-OHdG and MDA in cells were increased ( P <0.05) . Compared to the
CCl, group Ginkgolide A with a dose-dependent manner increased cell viability decreased levels of AST ALT 8-
OHdG and MDA as well as increased levels of Nrf2 HO- and GSH in HepG2 cells with a dose-dependent man-—
ner ( P <0.05) . However PI3K/Akt inhibitor and p38 inhibitor abolished the effects of Ginkgolide A in the CCl,-
cultured HepG2 cells ( P <0.05) . Conclusion Ginkgolide A can ameliorate the CCl,-<induced HepG2 cell dam—
age and Ginkgolide A may act by up—regulating the expression of Nrf2 HO- and GSH through PI3K/Akt and p38
pathways.
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