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duced hippocampal neuronal cell death. METHODS
Various doses of visnagin (0 - 100 mg - kg ') were
orally administered 20 min before intracerebroventricu-
lar injection of KA (0.1 g). One day after KA injec-
tion, we performed cresyl violet staining and immuno-
histochemistry to observe the expression of various sig-
nal molecules (such as p-ERK, c-Fos, and 0X42).
'RESULTS In cresyl violet staining, pretreatment of
visnagin significantly inhibited KA-induced CA3 hipp-
ocampal cell death compared to the control group. Pre-
viously, our group reported that KA increased p-ERK
and c-Fos expression in CA3 and dentate gyrus regions.
Visnagin also dramatically reduced the KA-induced p-
ERK and c-Fos expression. In addition, visnagin in-
hibited OX-42 expression (activation of microglia) in-
duced by KA in CA3 region. CONCLUSION Taken
together, these results suggest a potential for use of vis-
nagin treatment in modulation of neurological disease
associated with excitotoxicity.

Key words: visnagin; kainic acid; hippocampus;
neuroprotection
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N19 Improvement of memory in mice and in-
crease of hippocampal excitability in rats by ginsen-
oside Rgl’s metabolite protopanaxatriol

Shi-Feng CHU, Ji CHEN, Yu-Zhu WANG, Xiao-Ying
WANG, Nai-Hong CHEN, Jun-Tian ZHANG

( Institute of Materia Medica, Chinese Academy of
Medical Sciences and Peking Union Medical College,
Beijing 100050, China)

Abstract; AIM  To observe Rgl's metabolite proto-
panaxatriol ( PPT) memory-enhancing effect in vivo.
METHODS Behavioral test and electrophysiological
study were employed to investigate the memory-
improving effect. To examine whether Rgl could
convert into metabolite in cerebrospinal fluid ( CSF),
UPLC/MS/MS were used to detect the concentration of
Rgl and its metabolites in CSF. RESULTS The step
through study showed that PPT significantly ameliorated
memory-impairment induced by scopolamine in mice.
Consistently, the electrophysiological work revealed
that PPT and its precursor ginsenoside Rgl could in-
“crease hippocampal excitability in the dentate gyrus of
anesthetized rats. Concentration detection showed that
there was no PPT in CSF in the Rgl treated animals. It
suggested that Rgl could not convert into PPT in CSF.
CONCLUSION PPT has similar but more potent ac-
tions than ginsenoside Rgl in improving memory and
hippocampal excitability, suggesting that the role of
ginsenoside’s sugar moieties in biological activities is

not as necessary as traditionally considered.

Key words: ginsenoside Rgl ; protopanaxatriol ; cogni-
tion ; hippocampal excitability

N20 Mangifera indica juice protects against hipp-
ocampal neurodegeneration in animal model of
Alzheimer disease

Wanusnun PANNANGRONG' | Supaporn MUCHIMA-
PURA”, Jintanaporn WATTANATHORN?

(1. Neuroscience Program and Graduate School
2. Neuroscience Laboratory Unit ,Department of Physiol-
ogy, Faculty of Medicine, Khon Kaen University, Khon
Kaen 40002, Thailand)

Abstract: AIM  Reactive oxygen species contribute
the important role in numerous disorders including neu-
rodegeneration in Alzheimer disease. The fruit of man-
go or Mangifera indica, a Family of Andhra, contains
polyphenol and carotenoid which possess antioxidant
activity and cytoprotective effect. However, the neuro-
protective effect of mango juice is still unknown until
now. Therefore, this study was carried out to determine
and evaluate the effect of mango juice on the density of
neurons and oxidative stress in hippocampus. METH-
ODS Male adult Wistar rats had been orally given M.
indica juice at doses of 50, 100 and 200 mg-kg ™' body
weight once daily for a period of 14 d before and 7 d af-
ter bilateral administration of AF64A via intracerebrov-
entricular route. Then the animals were sacrificed and
determined the neurons density in CAl, CA2, CA3
and dentate gyrus of hippocampus using histological
technique. The effect of the juice on the oxidative
stress was also determined using the level of malondial-
dehide (MDA) and the activities of superoxide dis-
mutase (SOD), catalase (CAT) and glutathione per-
oxidase as indices using biochemical assay. RESULTS
The mango juice extract could attenuate the neurode-
generation in CAl, CA3 and dentate gyrus of hippo-
campus. The results also showed that the high dose of
extract significantly decreased MDA but increased the
activities of SOD, CAT and glutathion peroxidase in
hippocampus. Therefore, the neuroprotection of M. in-
dica might occur partly via the increase of scavenger
enzymes leading to the decrease of excess oxidative
stress and neurodegeneration. CONCLUSION M.
indica might be useful as neuroprotectant in the early
management of various neurodegenerative diseases in-
cluding Alzheimer disease

Key words: Mangifera indica ; mango; neurodegenera-
tion; Alzheimer disease
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Abstract 245541 '
Mango or Mangifera indica (Namdokmai variety), a Thailand’s premier tropical fruits in a
family of Anacardiaceae, has been consumed both as fruits and as medicine in traditional
folklore. It contains numerous active ingredients which have been previously reported to
improve oxidative damage and brain function. Therefore, the neuroprotective and cognitive
enhancing effects of the mango pulp extract has gained concentration. To elucidate this
issue, this study was carried out to determine the effect of the aqueous extract of mango
pulp extract on learning and memory and neuron density in hippocampus. The mango pulp
extract which contained total phenolic compound at concentration of 413.61+17.28 mg of
Gallic Acid Equivalent (GAE)/mg fruit weight and beta carotene and contained beta carotene at

concentration of 6.19 ug/g were orally given to male Wistar rats, weighing 180-200 g, once

daily at a period of 2 weeks before and 1 week after the intraventricular administration of
AF64A bilaterally. Then, the animals were determined spatial memory using Morris water
maze test and determined the neurons density in hippocampus using histochemical technique.
The results showed that all dosage range of the extract used in this study enhanced spatial
memory and neuron density in hippocampus. The possible underlying mechanisms were
further explored via the determination of AChE activity -and MDA level in hippocampus. The
present findings suggested that the inhibition of both parameters just mentioned played the
important role on these phenomena. In conclusion, mango is the potential functional food
which will provide neuroprotection for the elderly.

Key words: Mango, Mangifera indica, learning and memory, neuroprotection

Abbreviation: milligram/kilogram (mg/kg), Body weight (BW), gram (gm), microliter (l.),
centimeter (cm.), Celsius (°C), northeast (NE), northwest (NW), southeast (SE), southwest
(SW), North (N), East (E), South (S), West (W), second (s), acetylcholinesterase (AChE),
malondialdehyde (MDA), intracerebroventricular (icv)





