Sy FOREFMBEEY 7L 2 — ABE 0 mM, 10 mM,
20 mM, 30 mM @ L-15 55 THMUE R L 72, BEEW
L7 ALH ) 7 A (KCN) 25 mM & 5\ id 3 — NEE
B (IAA) 056 mM %* &A% Hanks-HEPES W IZ35#
L, LDH W& & filaAN ATP E0HB* FHM T
B L7, KCN BBV - RBEOBVEE
WO E SN MBI E, AN ATP SF &
PEBICEHF SN, LDH A ZICHHE s
770 —F, IAA BFERCIZZ )V O — ABEORVEE
WU EINZIFMRIZYE, MBN ATP &6 &
PEEICECHEFE SR, LDH BEXAEICEH S
720 OCEEEIFMBAD VI - AEFHEMICLVE
FRERBEEICL 2 HMREEIRZLICCCES
A, BERHEICL AHMRBEEIRLLRT(RS
T LHHB L7,

17. Down-regulation of KAI1 Messenger RNA
Expression Is Not Associated with Loss of
Heterozygosity of the KAI1 Gene Region in Lung
Adenocarcinoma
(FHRSFEIC 5175 KA1 mRNA ORBET & KA
WMIEFHEBROA T DESHEOEA & DOREFR)

H Il & F (REFEED)
DBAEBIHIEF KAl OFREICBIT 52 RBHEESR

EEORBEAHBE LML HBT, MRFE96 &3t

% & LT, KAIl mRNA OEB % RT-PCR #T, KAIl

EAHORB = REMBILFNRET, SHIZEFOED

SIS KAIL &{EFHIKD loss of heterozygosity

(LOH) L BHETEhBrORELEYA 703754

N AT TRREN L 72 KAIl mRNA OFH & BRFES

WERTFL oY RS L, BEBEHAITIIEER L

HT KAIl mRNA OEHPFEEIETL, »oEE

DFLEDILT, Stage DHEITL LB ICFDORBNE

BIET 3260 o 72 RIEMBILFHGETII,

KAIl EHDORERIBETH > -PTEEOBME~D

BNREEERO I, —7, KAl B FHBROVA

sa% 554 MEWTIE LOH 2RI BIIEHETH -

7zo LB XD, KAIl HfifRHEIC BV TEBIHKE-F

LLTHVTWwEZ L, F7EEOMUELEELT

WA ENPHL,E RS, LAL, T?D mRNA @

REBTIIEEFEED LOH XL 520w 25,

IV AT Ay GRERGOFES TR SN,
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18. Multistep carcinogenesis in adenocarcinomas of
the lungs
(MRREIC 5\ 3 SERRERE)

1). Correlation between genetic alterations and
histopathological subtypes in bronchiolo-alveo-
lar carcinoma and atypical adenomatous hyper-
plasia of the lung

(FOM[E L M L A& & RERBHATKICH

3 3 MEFRE SRBESFNER & DERE)

2). Correlation between morphological hetero-
geneity and genetic alteration within one tumor
in adenocarcinomas of the lung

(MBREmO—EEAICS T 5TEREFHB MY &=

FRE & D)

W Wy IE A (WERHEFEED)

Fitia b Bz Bt B85 % 7R THR#E bronchiolo-alveolar

carcinoma (BAC) ®9) LHLEICHEIREDH B scle-
rosing BAC (SBAC) 39613 X UIE ¥ D & \» non-
sclerosing BAC (NSBAC) 1961, BAC DRifEHRE &
&N % atypical adenomatous hyperplasia (AAH) 20,
SHI—EBEANTEHRLRBRERE LR TIMRE1L36 2
X812, 3p, 9p, 17p D loss of heterozygosity (LOH) @
BE, pb3 RIEFORRRERDOBREZIT o7, 17p
? LOH B X U p53 BIZT DO HEREROMBHE X
AAH, NSBAC, SBAC DEIZEE L 2572, 3p, 9p
LOH OHBRHEFEIZEHB TER 2 o7, —EEN
TERLEREBELZ R TRE TR S HTHILEOEVH
B BETRENSZ(BDON, LEOFKERLY,
FiifgHE D —&Bix AAH %5 NSBAC %#& T SBAC 2%
LB L RBBAEELRT I ERBEEI NI,



