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WCHEBERT 28, =aF EEET7 T 1
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RN L B #ENDRD 5 BEREEKRL TWS
2, i CiEIE LT subtype-ab., o7 SHMNFH
LTV EHESATWSY, EEE, b Mk
DfifiAs AAiliE HS-24 (R~ LRZ23 A0) . AB49 (Jifi
fa bRz A) . HI28, SBC-5 (& HIZ/INHIRAS A)
itk Z €7 /L& LT, nAChR-ab, o7 EI& T
mRNA F Bl % RT-PCR {£ CTHiEtTd 5 & . nAChR-05
mRNA (AR FET U 723X T Ol R R IR L E
RSN, &hic=aF iz L ->THS

TR FEH O FRNR DI AR IR BT,

—7J7. nAChR-o7 @ mRNA ZEEL T AR IC L - T
FOEEFEMNFLR Y | HS-24, SBC-5 L TlIE
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BRI L0 IRERAICRBLFEENRO bz,
prEn-b MR AMBRICE TS, Zhb
nAChR-05, o7 & HFE B & ok flk b 715 TR
A2 & B O RUE SRR B2 DS A i
fatzis L OHIIREIC ab, of & HAEHE OB
R En (X-1),

L B2 & | filifki Ak CI3RF A9 72 nAChR subtype
(a5, o) ZH LT, =aF ik &%
B, &5 W RMEZERA B TE S L, 2
S=aFUHEIZE Y 25O nAChR-o5, o
FHENEZRHHEHSNATHDE LD EEZLND,

A AMEDEIES T FILE=ZaF o DOER

SUB BRI CHRBL - FEAE I, IOFRES
GEEE, Wlaosab, HE, S 5k
IZE9 5% % gastrin-releasing peptide (GRP)?.
BILOZEDZRFEMA GRP receptor (GRPR)® A3HZ
i, Elz=aF sk o ko Rl E %
B0 REBIRZEV, GRP OHIEEETH 5
proGRP {3 /INl R i 23 A > Bk 7 JEL s~ — 1 —
ELTHETHWSLNTWD N /NI A
JEBS AN TIX & b THEMEZ: mRNA FEBL &
splicing #Hi &2 1F TV 5,

F9. MR B A AR HS-24, il bRz
23 AUMIAE ABA9 7 INHIAE 23 Al H128 2 VT
TEHORAE CHATE P O MR L TR AR o R
D==F > (100 nM, 10 pM, 1 mM) Z & b
EHIC A, 24 FFRIE#E%ZIC RNA ZfhH L,
oligo (dT) primer % VW 7=ifi#izE (RT) &.
PCR HYBEIZ L5 mRNA E&FHEER A 1T -7, H128
HIIZBWT, =aF > 1 M D 24 FEEIRERIC



73 vrs F. smoker

65 vrs F. non—smoker

X-1

KV proGRP. GRPR &R T DFEELDOHETRHFE
DO, —J. GRP ZFREL L 22 FE/ Nl it
S A HS—24 1 LTV AG49 flfIC B W T H F D%
BRTHD GRPR BT DRBN=aF D
FEARAFHIIZHE TR L 72,

Jiti /NI 28 A L2 38U T, proGRP-GRPR & 7%
autocrine FEFHFEAEICRIG- LT D Z EAVE<
MHIER SN TWARY | EHIMEEE O XGE
FRHEIZ T GRPRI&EAS T DI BRI TR L
W OB O WHIIE 2 B EEA S LD
EFL~JLOGPIZE->TH, ZhbXIE B
HIBE > GRPR DR BLTLHE & 52 1 F C B E O
35 OISR Z 0155 2 E A HEII S LD,
R ECEEND = a T R OERIZEL
BboTWDLZ ENRBEN, =T HHD
i~ ne—4%—L L TOEAS, GRP-GRPR &
A LoD Ak & BEE~ D REBIRIBE 53
HbDEEZBND,

WNT, ZO=aF KD proGRP i+
FEUHETRIE T2 [FEIn 0 5 LJtfEko
HHE -1, 128 705 —793 £ TO/NRIGAS ALK
Bym oY —ckp 2 2R LEY, &
HlZ, Zo=aF L W ERBEEENLET S
proGRPEIF D70 E—HF—& Cre/loxP 1T &
2 3 HHIER 2 FH L C, proGRP & 4 RAYIZ %

MK E e L RAARBICE 115 nAChR-0b. ol IR

B3 2% oM/ AR~ DOIREER T
DR RIS BB AFBLNTTRE Th 5 0 E
NERET LIz, £7, BE5MBEELES L L
T.-1,201 75 +106 FE T DNA W7 v 2 KB
HKD Cre$8l7"7 A X K pBS185 O Mull-Xhol
FRRRERNALIZHLIA A proGRP 7' 11— # — THEH)
IND Cre BT 7 A R X —pGRP—Cre %
B LIzDob, 77T /U 4 VAT H—
AdGRP—Cre ZfEpk L7z, —J7. CAG 7' mE— X —
DO FHC ToxP BEFNCEeE 7= stuffer fEIK &
Bax-o B in T % FF DM Ad X7 X —
(AxCALNLhBax-@) % HWT, 7K h— AiHE
WA in vitro, in vivo THEIL7-, XIHRL
LTCCAG T BE—4 —T Cre 2 BT 5D Ad X7
4 — (AXCANCre) & CAG ’'uE®—X—T JlacZ
Bn T &L S D AxCANLacZ & VW=, Zh
ODORBROFER., proGRP Efn1 5 Lt/
ARG AR B 72 e — X —DOfEH & Ad
ARy B —O HEEGEIC L0 NI AT
FEELA 72 Bax—a mRNA 38 XUV BAX-a0 & H DOFEHL
MFE I, EHIZ invitro lZBW T/
DA D T R b — ZAFHE & ZAIh R 2115
LONT=DIRI BT, v~ A& H W in vivo$E
BRIZEBWT S, BTN ITHE 2 AT 7o/ N 23 A
)5 >~ T, AdGRP—Cre & AxCALNLhBax-or O
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727,
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RHETH D, 1997 FEn 5 2001 4 £ TOHIM
(2. ROMFERERER gt o Z — I THIESE T
fir  (VATS) 72\ LBRMIAT I THESG 2 BIBR S
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MENDIZRNTE L 8 L%, FF LR
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%Y,
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Cystic fibrosis transmembrane conductance
regulator (CFTR) 1%, BRAK ANIZHFET 2 %Y
RS EBRIR R B EIMERMELE cystic
fibrosis (CF) OFEL4 7 TH Y, cAMP Tl fH
SNDHEFE Cl A F 2 F ¥ RN 72 EEE O
EHT 5 MREEENEATHLY, CF TiEiZ
IZ 20 CREBE 72 P X D IBMERE R YYE &
A0 L. CFTR B 4723 50E RIE O il 1 5 1 Ol
EHON, =aF RO CFTR TV 55
BERFTHhEbO THEL HRBETH D,
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