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ginseng (botanical name: Panax ginseng C.A.Meyer) % & % £ v 4 H S 41 T & 7= herbal
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HAZ T Alzheimer B E O R MR EEXLE FREFEHF ORMEN L, EEEZFITBIT D

psychomotor performance/ function @ [ E % 23 #t & 4L T %5, Panax ginseng @ active

component T & % ginsenoside [x 27 v A FE 2 A3 %5, ginsenoside (2 T K33 U {EH)
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1. MPPTLEE PC12 |2 B T, Rb1 IZ cell viability (resazurin reduction assay) % & ¥ L . DNA

Wr /7 ft (photometric enzyme-immunoassay) % #i#l L 72, Z @ {E H IX estrogen receptor (ER)

alpha, beta small interfering RNA (siRNA) transfection (& X v #i il & 7=, £ 7= MPP" ALz

PC12 {28\ T, Rbl (X caspase-3 HmH KB & Z /| Bel-xL EAXRB EZH M T,

2. MPP" 4LEE PC12 {23\ T Rbl iX phoshorylated(p-) p38, p- stress-activated protein

kinase/Jun amino-terminal kinase (SAPK/JNK) % J& 7 | p-Akt, p- extracellular signal - regulated

kinases 1 and 2 (ERK1/2)Z H8 il & &, Z U 5 (X ER alpha, beta siRNA transfection (& & © #
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7=, ginsenoside ® 9 H Rb1l = Rgl, Rg3, Re, Rh1l (Zf ~ @ #l i {2 B\ T phytoestrogen &
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function domain-1 (AF-1) fHJK. DNA f& & fHiE ¥ L O AF-2 i (ligand dependent) 2% {%
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non-genomic action ® B4 5 28 ;R X 7=, p-SAPK/INK, p-p38 IE pro-apoptotic factor,
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estrogen(E2) (X membrane ER % /i L T Ca®" mobilization— PI13K activation— Akt

phosphorylation— Nitric Oxide Synthase (NOS) activation ® & ¥ (2 X 0 #h iR (R #EEH 2 % B

TH. B WIEMMESR 7 7R 2 A4 R Toh 5 hesperetin i ER & tyrosine kinese receptors (Trk) A

% Jr L T Akt, ERK activation— cAMP response element-binding protein (CREB) activation—

transcriptional effect— BDNF @ # & |Z & ¥ anti-oxidative stress, cell survival response % %
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