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A EAz 2 ST AdRiAbg A 4 0) Al A F el 3 EA), A )

A A ol ool Gl A ol shakivlel] daf e we ® ) gl & ]
Aol 4] ukak-g-alof &7k FrofibAl Wl o} 2okl o)) F3-5 W walg] o ‘34, A3 ©](1988) & 7hol| 4] Kok
WA QA &aE vastedoh. el v xH(1978)% elAte] AMfollel 2 3% 2] Leukemia cell(L5178Y),
Hela cell ¥ sarcoma 180 cell 5ol ahzhgo] g)-8-2, 71 5(1989)2 qlite] ZejopAid Aol oF Alxe]
FAE AR M skl a, A 5(1994)-2 ot ZAE A £5(B16 melanoma cell line) & PH-2of] F4]
ato] Tof S T o QIAF FoTellA Foke] FukS XAl A9} glon o] Al B3t &
Ao} 918 ¥ wsielch.
gt transferrin receptor(TfR)&= Ao Al F] o]Fo] Zojsl Alxe; whala 24y H)3x0] A%} 2 2414]
A F7rE AEL FE) ool AW Ao R S| BR o my AEo F4] e AlE Bl gloi] Alx
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j:(Kd, 28.56~35.0 nM)¥| .o lakFodof] ofsf vhA] 5] 8-%)fdeh(Kd; 10.7~16.4 nM).
42 DNA 34 221, TR A & AlEutoe 2 238 Z71A)A
ow] ZhHbg Al DNA 384 oA 2 TfR°l Azut 24 oA o

owsl AgA e aAke e
o) 24w AL £33 F0AA 7S AS a4 5 9le Ao FEu),

2 AEe] Z z
3. 7Icf &3}
1) kS Az ne) 2284304 DNA 432 of 23470}
2) 24444 Ql4EE transferrin receptor?] §H4 2 o] 8% Z7bAlA A E9] Z=A)S 2X]A]7] 4 gl
3) ket w Aol 23k Zhqk by alAbL- Al 3hAS of A A1)
4) ek Aol ofgk 7hst b Al QlAbe Alxuke 2o transferrin 28-S 94X 7] #3HE transferrin
receptor®] AAE 3| E-A)2 5= glr}
Olpt0] Agighd MEO| T g

F A s

ool 2hoh et
1. 67 55

Slite] 7HAl= vheket el gt F A9 shAdS A9kl o] 2] Fr] Hakgo] Hashyl Alek Aubrls
Aol e AES 2ar) st} o] & 918 7126l AelA 94 cyclooxygenase(COX-D)eR= ch2 A, o =a)
el 4] 1 o] FrbEl COX-19] isozymes] cyclooxygenase H(COX-IDol| thgh o 2184 A3 B o)
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A7} dvhs Aok d#x[Al Ho, B ATl E & At BEglE AAE FollA] glucokinase, glucose-6-
phosphate dehydrogenase, acetyl CoA carhoxylase glucose-6-phosphatase 59| F Aol QlAbAl&-o] oJgkg
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12} wiof A2 E 2.8 F 471A] & A9 wll A (1. glucagon®t FAH, 2. glucagon+<l4HA 3, 3. gluca-
gon+insulin, 4. glucagontinsulint 443l A] 1221 7F i oket 3 & dialel] FA7} 712 3
cokinase, glucose-6-phosphate dehydrogenase, 6-phosphogluconate dehydrogenase, acetyl CoA carbo-
xylase, glucose-6-phosphatase E A=A ol vl 2= a1t AJ#-29) G 8-& A 27 glucose-6-phosphatasett
At b E FAES BT AagAe] R FiollA Friste] atksEldlm, w8 74t 28-S AR
o] & 4 9l&-g A el gl
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1. ¢ 25
B AP A5 22 AR FAES o HAWSE FoI¥ oJ2] 712] opioid Bl I8 2152l
a3 3-8 4 Asle sled 2 prodynorphin® proenkephalin mRNAel tlgh F4ke] of 348 Al st}
2. (7 A

Hgzro 7 £o3xl Ginseng Total Saponin(GTS)+= ¥AW= %5 B-endorphin, morphine, DPDPE %
650.488He ©]3t A1E2k8- AP A A7)t ol2ldh A4S A 6417F 9t A&E ek &
A, HAWE Fo3¥ B-endorphin, morphine, DPDPEe 2)&F 2 E2kg-olli= GTS7} obF-# od 3k w]x)z] o}
ks out 650.488He] 217t A1 528 A 71k, wleksl A A Loll9} C6 rat glioma cellellA GTS=
prodynorphin®]t} proenkephalin mRNA leveloll o}5-& 238k w|x]x] o s}gic,
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3. 71cH &1t

ol ike] d-7-5 Fate] HpAl B2 ApR Foiy FAS AW E Fogl opioidel o8k A EAE-S 7ha

Alzlo] gl et Aol 5 4k A3 sk Falell Al opioid & F A2 A48 o] &= o]2] gt Fo| §-9]
Fejot glelebn Bl stressA] EBIEE a4 opioidell 2138F actionoll = EAte] o]l gt 2He-g sli=x| & 7
s dolol & 7 g Xo] gir},
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S F0i7 LEAEK0 S0 U= KT HIHOIE(RH|ED

CHARARZON 28t H|IF F20 0jXl= Y&
uoF

Adlehsta o shojat ekl

1

B AR 5A42 R Eged de] H2 gl ethyl carbamate] AW A} B2 vinyl car-
bamate ® vinyl carbamate epoxide 3}3H& 2 85 Eeilo] A, DNA adduct 34 ¥ Weha)-S FAkR) Ho)
A=A FAslaL o] A7) H S uhe) 7] 8 7] 2 2kg 2 )| 9ok

2. g A

VC % VCOel 2J&F Ewo]-d 7 DNAadduct A& FAHHo] #1x3] oJAglgion, o] Ax}t VC ¢
VCOR sl 31t Fofoll i SAMY B2 Fof uhalg ofA|sheich.

3. 7lth &3t

B ARE Fao] FAA o] A EEAo] glo] aHEel o)} et A &S Yehd AR Mo} B} 7
AA L QA7 L olsllatA = hef} B4 o2 FAMS ARgate] Ful ZA7te] elole ghdslule} 7| oisic),

el g et FaA7hA bl go] Z7s 3 9l o, o)of 27k AbgE AlSH 0 2 2o} 1 g)
o} o2 7hA] BARE X8 AHE 7|NE S gl shAlaAlE AR gl 9k Ao} oo ule} Azl
Zharoll A= dedAl ALt o] ghe] AS mlodel| oflubat 5= Qli= oF oAl (chemopreventive agent)2)
o] #hEs] A= a1 gk, 20091 d0) WA AFREL hetabAg ofAd 4 gl Alel B, B3] g1 &
of| 4 W}l A A A4S ztwal :HsleicH Ames 5, 1983; Davis =, 1989; Block 5, 1992). #HT et o
3t Al 23 g EaALEshA ol o] Wbz oF Wb ol gk $ele] x]Ale] ietglol| ube} o ofjupel] o
gk A 22 M, Z “chemoprevention o #AA1S ZHA] Hglo),

“Chemoprevention” o]2h= o1+ 197040 27|ell FEoll4] PR A4S W37 994 retinoidsE A<
A28 Michael Spornell 93] #-& A14-591cH(Sporn @ Newton, 1979). ellol] Alo] A1 ol 2)&) ntot}
A& AAlstaa) sk o shA, g A x)4lo] LRI vk A FH Y ov; =3 340 av] 2717} clofal oF
of hAg Folat vt &, ofe] AlFo|uf obale] A AReli= ofe] WAS A 4 gl Balo] HgE
5ol grsdsicH(Morita €, 1978; Bhatthacharya %, 1987; Robinson % Nelson, 1989). l2} 7}4] vitamin
(A, C, E), glutathione, propylgallate, retinyl acetate, germanium oxide, carotene, selenium, uric acid,

phenolic extracts, cinnamaldehyde, cobaltous chloride, coumarine 58 57 ulelialo] Eodmo] e} vt

HAS AAlgoha B wE vk (Wattenberg, 1979; Minikata 5, 1983; Kada 5, 1985; Lai % Woo, 1987;
Bala % Grover, 1989; Ong 5, 1989; Hartman ¥ Shankel, 1990; Renner, 1990; Surh %, 1994). ~z2]1} o]
5 S 3l hEelol e YR Fata glowm, ¢3]8 wmiyEelx] BALS vElr| % gl
(Shamberger, 1984).
AL e AP R ALSE QS Wt olde}l n¥YY, B Sol v E850] b} (Seaman ¥ Sea-
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man, 1977; 3F 2 A, 1977; Massey, 1977; 2F 2 71, 1974; © =, 1968). 3l 3-4H9] Sol2 wrerg o] 2|
A FAAFe] dubgo] ®a = v Yun &, 1983, 1987; € 5, 1987; Yun % Kim, 1988). 12{v} 34k
o} s Aot X F5A 28 rleAS Ashedl glo] SHHIETE AREste] AWl HkE- ofate] o}
E 7FsAS viAIE o) gl

2 AR 97 FY el &5 HY 5 o= HEAE Lo 55 ethyl carbamate(urethane)2] 2f
AL B Fod 2 olibat = gl IS, o]d] tidl 7lsdt 713-& U] $151ed ethyl carbamate®] oA}
ZAEA el vinyl carbamate(VC)9} 22 2Hel-E-2 9] vinyl carbamate epoxide(VCO) (Fig. 1) & o] 45} 1
B Zoks fubslgl o, oluf Akl Foirt FolwolAl, DNA adduct A ¥ stAel vl 3k it

Ginsenosidedfl 2|8t 2MZE E3IRE ¥ O ESPIMY| 26 AT

4 it 4
AR aEaL A E o)

.35
Abe) AbEY] 5 FAbellA] E=]¥ ginsenosideol] 7F A E E-3rEe} 11 EI)AE 48] $15H
F9 AZE mdAlxglo R st fAxME 2758 7F4 nuclear receptorol]l 3l d7-3to 24 -F-37}
iz EheA Fifw 71AS A7t vl Eakella] #2l¥ rl#F ginsenoside Rh group(Rhy-
Rh,)e] HL60 W& Alxo] digt B3bf-= 245 sk F3p7)4d 724 #3H® F Alsd=ed 52
gt 488 8= protein kinase C(PKC) A3} «l4tksl A€l o Alx57]5 £330

2. 97 Ao}

F9 7182 AlEAAM Ginsenosides”} #3H5 frEshe 2H8o] oS5 Alxe] defstxql wal o 23}
marker -FAAE9] WS Ao 24 lsigdet, B33 242 ginsenoside fraction % Rh3} Rhy7}
A ZalAolgd o BahaA 2 delal RARTHE thh oFgt level2 velUit) GinsenosideZ} F9 A Eol 4]
232 fwsle 7142 24Kk $8He] ginsenosideS A2]3F F9 Ml £ 4 nuclear proteing &&]te] la-
belling¥! GRE fragment® southwestern blot-S A&+ Z =} 94 kDa¥} 45 kDa®] protein bands”} &)= <]
c}. AA 2 GRES} A¥shE proteine] Q2] ZAF7| #1351 labeled GRE oligonucleotide® AM8-3}07 gel
retardation assay-® 83+ 23} specificstAl Fxol wet £718H= binding complex?F =g 1, o7&
competitorZ unlabeled GREZ 214318 o specific}Al ZHAsleich. 3t ginsenosideol] &3l f-2lo] F9
AEe) E3laly ol Bodshs A2 & 5845 FA45] Aste] RT-PCRE 8 cloning S A8t t}5=2]
positive clones2 9%, sequence ¥41-2 E3}o] 7|&2] & 4=§-29} sequence homology’} 2 H/H¢]
clones% Zopliglrt, Faboll ZAHsh= vlak2] ginsenoside Rhy, Rhy, Rhs2} RhZ major ginsenoside=Y-El
w3t wistel ofal] ZAlstalch. NBT #Hluk-g-at el 3t @del] 98] ©]5 ginsenoside F14 Rhy2t
Rhy7} HL60 W3 A £33 A48 granulocyte® 31472 #elstgdc). Ginsenoside Rhyoll 217+ #31= Al
) @8 PKC 24371k PKC 2]&411 200, 649} 38 kDa w3l Q14ks} & PKC ] 9]<&31<l 60 kDa =t
WA Ql4kgle] Z71E Sabslloth. Ginsenoside Rhy9b Rhyts G17]0A] S7] 2.9 #1888 Apbslgict. o]4ke] 2
FH= ginsenoside Rhyell €)3F HL60 Al £2] granulocyte 2] #3loll= PKCE £33 A 53d 427} #od5
Rh;9} Rhyell 013 Al E57]9] AR Al 254 Ao} E3Hf-eel] 7118 Z1E& ebigict

3. 7|cH &3}

el AF2A3 ginsenosidesE x2|shd F9 Al ZoflA B3P} f2¥ 3, ol2{gt E32H8-<] nuclear re-
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