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FUFEBITLCT RNV RAR2FET L, —aF T
I FE Tl 25 AKEE (A549) O cisplatin &7 K b —
ZEMH L, Bad 0 YELE{REL Y. E51T, =
gF viEBad & 14-3-3 % VSV BEOKEERIREL .
FHZEF] 5 L ' siRNA EE7 5 PI3 ¥ F — ¥ -Akt fEHEHS
Bax OV YBALICEES T ARERPBOLNLDOT, Akt D
y—4y M Bax LHEEE N, E 51T, MEK/ERK,
PKA b =aF 2L % Bad V) YELICBAG§ B RERA
Bz, R PIS ¥ —¥ -Akt iHHELE TORE
TdhHb. Biz=aF v OEHEFERETIEZ . il
FiliAS A BRI 1% o7 B nAChR 2553 L, nAChR 7 I=
A NI & D HIREPI A VY MEES ER LY. Z
DOHNY YA EFIZnACHR & HIVT T LT ¥ R IVHH
5.1L7.. L2 L, Xin & Deng O#ETld=aF VFliK
2k BBad) YEMLIZaBgt IC X WEESNT AT FL
FYVEREKT VTR, FaFT 0=k
SELEHH SN, HHE LT VLTI YEZEEPDS
PI3 ¥ F — ¥ /Akt #&% %, PKA #&#, PKC/Raf/MEK/
ERK AT 5 2 & 23RE LT A (K 1(d)) . H#Erk
BN L= aF VR X B Bad ) YERED oBgt I
IOHEISNT IO ST/ a— VIl L ) ELICIHE S
7249,

Z D X912 Deng O 7N — T DiHS AR E FV 7z =
aF v EBcl2 773 —ICHTARETCE=aF YD
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nicotine high K+
nAChRs 1 VSCC
:) -«
\—/
=
C3.2+ Caz+
CaM kinase II CaM kinase II/IV
MEK
=+ 1,
(a) BTt ERKS (a) (b)
(b) —&E%E
CREB " P-CREB

2. 3 O ERREEMEEIC
Wy By TR MEEEEOHLE.
ICHE 15) & —FBZE L7z, VSCC: B
— 1} :/

RADOIEH BEABEETCIE R, T a s a—
EENL T T FNGFO) VEAL RIS 28, - 7 F
VI U REREZ 2T Y OBEBEOERETH LI L%
3 LS EBR L%\, nAChR 1% ¥#1L# 12 transactiva-
tion T -7 FL V) ¥V ZEEIEEAL & b TTREMEDS
. S DI TIEnAChR 7 ¥ & T= 2 MIZHEHS
7:675‘0 TR HESNTWBDS, Hids AKIREOBEsEIZ B+
% nAChR DBIS B L TRE L ZFERIREI LT
%. Dasgupta 5 I13/NHlRaMTAS AMRL & FE/NREAG 25 A
HIFEA~D BrdU OB ;AAR T = aF > TEL EEL,
nAChR 7 ¥ % T2 M THIfl &5 Z & 2 i L7250,
IR, YA ¥ v 7uy b, siRNA, FHEXIEEF
HAEDLETE 1) DRBEEIRB L, BFLWEZ S
13 nAChR JE MBI £V nAChR, B-arrestin, c-Src @
BEEEDPTEREN, FZ 0 LHMBA Y 7 IEERE A
EHEEENEZ L1dh 5.
i, BPAMB T =aF U2 -7 FLF) v ER
BOWEHLE N L CEOEIERRAET 5 Z L 2E S

BFB=aF BIOED Y Y ABRSBRESIEE S MRS

NBIFEA NS T A F ¥ 2 )0, CAN: HLd ==

7=, fifiZ AHIEL T cisplatin B & OV VP-16 % T
THRPM-VAZFEL, FRICHTE=aF > OHEIfE
HAZ@ LT 525, BPAMIEICHS 5 EBRIZ=aF
> O ETER AV OBLUE A 5 #0572, Shin 5 ik
~ 7 A2 gastric adeno carcinoma cell line % 4 L, fk
KiZ=aF Y &Mz ERCHRED=IF /IZEDE
B AN OB & COX-2, U ¥ B4t ERK(P-ERK),

VEGF Vv EFZHE L2, BEMERTH Rk
GURDPHER SN, SHICHER W EB» S =
3 F »—ERK—COX2—PG D#FH % #% T EhE »5E
EIND T EFREB SN, F0%, HEEEEY HWT
SHIFELLK Y7 FIVEE % 8 L, PKC—ERK —
AP-1— COX-2 %7/ 2 7z (Shin et al, 2007). = I F
Y DVERT 2 ZAEMIZOWTIE oBgt, 75/ T —)V (81
TRVFY URFRT 5 T=Z ), ICI 118551(82- 7
LI )Y BEET Y5 TR L) AL E 25,

aBgt DHFNRED %2, B, B2 7 FLF ) VSFKAET v 4
T= A ME=aF URIEIC L B8R, PKC, P-ERK,
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COX-2, PEG2 L NV FHDOETHIPHIL /2.

4, ZaAF T L 2 MEANEHROEERE

ZOF V3RO TERVIEE (0.1~100 nM) T > fiig)
IR M PR AR O DNA &5 & Mgl = (RE S % 28
UM DF —F—27% 5 L HE L7z, - ORER R
M{%%° PDECGF T& L IBES N, AFH X F =T LT
i N7z, e MERERAE MR LT3 10nM T
MR BETE 2 IRHE L, ARERSRIC X 2 MARZE & 30 L 72>,
¥/, 2aF Ik ) VEGF RIL B L AR v ¥
FVRDOF Y b7 — 7 DRRPBE SNz, SHIZTY
ABEARBEERERCTC=IF UV BLIUERRME
nAChR 7 T= Z b epibatidine X MEFEZFEL X &
IVTIV, AFFA P LFINEEHEILE. € b
M PR MBI @3, a5, B2, B4 DIFEIRDSH S LD D THl
FEEIFERRICEIZ @3B nAChR 25HERE L T 5 T AR
ENDD, @3 nAChR IET—RIZT T=R& MIAT 28
A REEV E ENTWE DT, MEREEOM
fadgE % I RV E CIRE T A MBI ERE V.

b Y

WD ATE, W, SbE IV ATHBEIT A L
BRLMBNTWAS, 5T, AR THo72nAChR Z
AU A VS Y A LAV OIMC X Y Mifaon 7 &
b= 2 ORI ORED B & 5 Z L BERIEAR
Bzl nziudrd Lniawgs, HEZEZD
BoHRI LTIV, T2, ZEKEALTHET S Z
IR THEBEZBEERDOTHRO Y 7 F VEERE & Hlf#$
BILLZERDEHENDD. SBROBEVFEND.
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