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2 AYANME QA (Panax ginseng C.A. Meyer)dl A ¥g AAd
Ginsenoside-Rg1 (G-Rgi)el #F <dxatulet A EoA tyrosine aminotransferase
(TAT) FAze] AALE 2438H, G-Rgi®] TAT HAMTXE+ glucocorticoid receptor
(GR)%} cAMP A2 & F3A vepdds AL AAIT v o old & AFdX &
G-Rgio] g¥r¥ o2 glucocorticoid ¥ cAMP AZHALGAAE S3l9 AAE &3
e AL AHHozZ ¥3]7] Y3 glucocorticoid response element (GRE)9} cAMP
response element (CRE) 5 9] enhancer2 # X35 +& luciferase reporter gene plasmid
¢l pGRE2-luc®} pCRE-lucE 9504 FTO2B 33 7+gAEo) transfectionr]7] ¥
G-Rgiol GRE$} CRE®] promoter& %3 luciferase W&o ojH JF& F=x #F
gt pGRE2-lucE transfectiondt 7 ¢ G-Rgid luciferase WL % oJFEFHoz
FNANR LW, SuMel A gz Fo] thete oF 7uf o] FUME HAMRE ERE e
Wi o]d ZF71AF}E glucocorticoid receptor antagonist] RU4869) ojaf iz &
Foz2 AUt GlucocorticoidE EF3 steroide] AZAEH A7 PKAY PKC
59 ZA=z9 BEEH Utk FAZ H2d 8¢ RuHu gled, B dFdMxE
pGRE2-luc7} transfection® FTO2Bolj 4 dexamethasoned) ¢]§ luciferase % &3}
7} dibutyryl cAMP (BtcAMP)]| €3] A+ Ho2 Z719€ Hdgon, GRgel &
I = BtaxeAMPO] Q& Asdoz F7Hdude AL 2AFP). G-Rgio] glucocorticoid
receptor®] %<& down-regulation A|Z1th= 3 E3 dexamethasonest FAlsittE #
& Western blote 2 #2238 th pCRE-lucE transfectiondt FTO2B cellol M = G-Rg,
of o3} luciferase BHo] ¥ oEHOE FItso] 30uMeA 2~3u] HE F79
AARFE &97F JYElgoer o &#E= cAMP-dependent protein kinase (PKA)<]
competitive inhibitord] Rp-cAMPSel| ]3] A=t CRE oligonucleotideE ©]-&
3l gel mobility shift assay A3} G-Rgioll 93] CRE/CREB A &Aoo Z719L &
A3tH Tt o]2H G-Rgiol 9 pCRE-uc FAA AA = A= GRgol 9%
CREB ZAg&A F7iel 7idgdn & & 9ot ol 4y AIA=2M G-Rgio)
glucocorticoid receptor9} cAMP A S AHGAAE Fa FHA FHS AT 7154
& AAl gt
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