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Effects on Alzheimer’s disease by Jimitang in CT105-overexpressed SK-N-SH cell lines

Sung-Jun Kang, Chi-Sang Park, Chang-Gook Park

Department of Circulatory intemal Mediicine, College of Oriental Medicine, Daeguhaany University

Alzheimer s disease(AD) is a geriatric dementia that is widespread in old age. In the near future AD may be the biggest problem in public
health service. Although a variety of oriental therapies in the study of Jimitang have been traditionally utilized for the treatment of AD,
their pharmacological effects and active mechanisms have not been fully elucidated.

This study is an investigation of effects of Jimitang on apoptotic cell death induced by CT105 overexpression in SK-N-SH neuroblastoma
cell lines

DNA fragmentation, neurite outgrowth assay and LDH activity assay were examined. The regeneratory and inhibitory effects on
Alzheimer s disease in pCT105-induced neuroblastoma cell lines by Jimitang water extract were examined. Findings from these
experiments have shown that Jimitang inhibits the synthesis or activities of CT105, which has neurotoxicities and apoptotic activities in
cell lines. In addition, pretreatment of Jimitang(>50 ug/mL for 12 hours) partially prevented CT(105)-induced cytotoxicity in SK-N-SH
cell lines, and were inhibited by pretreatment. Jimitang(>50 ug/mL for 12 hours) repaired CT(105)-induced neurite outgrowth when SK-
N-SH cell lines were transfected with CT(105).

Results of this study show that, in the Jimitang group, the apoptosis in the nervous system is inhibited, the repair against the degerneration
of neuroblastoma cells by CT103 expression is promoted. In addition, Jimitang was found to inhibit DNA fragmentation induced by
CT105 overexpression, and promote neurite outgrowth. These findings suggest that Jimitang is beneficial for the treatment of AD.

Key Words: Jimitang, CT105, SK-N-SH cell lines, Alzheimer's disease.
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A #E-2 Diethyl pyrocarbonate (DEPC), chloroform,
isopropanol, ethidium bromide(EtBr), Dulbecco’ s
phosphate buffered saline(DPBS), formaldehyde,

Table 1. Prescription of Jimitang

Herbs Scientific Name Dose
)

N Panax ginseng 20
Bt Atractylodes marcrocephala 40
$ H Pinellia ternata 12
e B Aspergillus oryzae cohn 12
B OE Arisaema amurense var. serratum 4
H & Glycyrrhiza uralensis 4
1173 Citrus unshiu 2
£ ETH Acorus gramineus 2
L Aconitum carmichaeli 1
REEH Myristica fragrans 0.6

__ Total Amount 97.6
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Fig. 1. Effect of Jimitang water extract on morphological
changes
Representative photomicrographys of SK-N-SH cell
lines(NOR), CT105-expressed cells(CT105), and
CT105 cells treated with Jimitang water extract at the
concentration of 25 and 50ug/ml, respectively, are
shown(200X). Survival cell was determined by phase-
constrast microscopy. Similar results were found in at
least three separate experiments. Arrow indicated the
apoptotic cells by CT105 expression.
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Fig. 2. Inhibition of apoptotic ratio by Jimitang water extract

Apoptotic ratio of CT105-overexpressing SK-N-SH
cells were observed by ELISA reader and phase-
microscopy in medium, induced by CT105 expression.
Simifar results were found in at least three separate
experiments. Statistically significant value compared
with CT105 control group by t-test(*p<0.05).
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Fig. 3. Survival effects of Jimitang water extract on LDH
activity
Survival cell ratio of CT105-overexpressing SK-N-SH
cells were observed by Morphological characteristic of
survival cells and induced by CT105 expression.
Similar results were found in at least three separate
eperiments. Survival cell was determined by LDH
detection kit from ELISA reader. Statistically
significant value compared with CT105 control group
by t-test(*p<0.05).
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Fig. 4. Effects of Jimitang water extract on DNA fragmen
tation
Agarose gel electrophoresis of DNA extracted from
cells. DNA-Hindlll digest was used as molecular
weight markers. Cells were treated with 10, 25 and 50
ue/ml of Jimitang water extract for 12 hrs. The results
of a typical experiment of three replicates is shown.
DNA fragments were analyzed by 1.5% agarose gel
electrophoresis.
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