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Loss of heterozygosity on chromosomes 9q and 16p in atypical
adenomatous hyperplasia concomitant with adenocarcinoma of the lung
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Loss of heterozygosity on chromosomes 9q and 16p in atypical adenomatous
hyperplasia concomitant with adenocarcinoma of the lung
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HEBEOCHAITIT, MEREOAYFHNFEEFETILE BRARTH D, MR
DREEBRIZOVTIRZ L A EBHA I THRWE, HE, FEEGTN. 2TFE0FN
FEIT L 2T, WREERERETR (Atypical adenomatous hyperplasia, AAH) 73S
DUBRELEXDNB L S icnl, |
 REERMERE LERR. 25 OHBSICRRENRENED bh 3 FRafEEREORRT
H5, FERETF L UTEREHE IBZRER 99z TSCIREF. 1 6 BEW (16p)ic TSC2
BEFAREER. WTFhPrORESESEECECRECES T ERALMIEh
T3, B4 b, FEREREGE DO MR E O—2>TH % Multifocal micronodular hyperplasia
(MMPH) A5, FERRZERNT AAH LIEFITHELCTWAZ LiZB L, TS0 b LL iX 7502
BEFOREFPHBBORBICHEE L TWBOTRIRVWNEELE, LT, HRSICR
WT T8CI BLT TSC2 BIZTFHEBEO~T o #HESHORELODABEDLNEI L, &5
i T8C1 ‘iﬁ{ﬁ?ﬁﬁiﬁ@‘ LOH iX. AAH #{-o iR BIcB W THSEECED LA & z
a5 Ui, FHFRCRBEOMBIRE CH 5 AAH 2V CEER TSCI B LU TSC2#IE
FDLOE BB o5 hENEREMLE,

(44 & i) _
B 1L AD AAH % o T FHIRAESIERIESI D> H 7% b W/ J RS 17 /5%, AAHI8 8%,
FiE -

1.DNA it :

PIBREARE A % ) —NVEBUTERLEANT 7 4 EBERF %, 5pm OEITEHY
M5, WICHISZEARSE T iC microdissection %17 - T, JRELEH b EISAIR % BIRAYIZ
R LE=0hH, WB kit ©DNA #H#H L,

2.Polymerase chain reaction(PCR){z %-3< LOH ###7
. 99(78C1 BETHEIRE L) LD 4 HFHB LT 16p(TSC2 REFHEKE ST LD 4
AFD=A 7 0¥ 774 MEURKIZOWT, PCR T DNA A 2B L, £8FOD
EFY A EMLHE L DNAZRW2 Y hre— e LT, EEBIBIT2 LOHD
% ALFred sequencer i CTHEHT L 7=, '

8. BEF FERORRYT
Fisher DEHE THEBMBFHHEEF & LOH 0FE L ofEl L& Lic,

R
1. AAH @ 39%(7/18), [Hifg#EED 53%(9/17)«. 9q @ LOH 2388 b i,



2. AAH @ 28%(5/18), MigE® 41%(7/17)c TSCI Bi=FHEIE O LOH B@EH Hh i,
3. AAH ™ 22%(4/18), Fiifg# D 85%(6/17)i= 16p @ LOH Kb bh i,
4, AAH @ 6%(1/18), Rl D 29%B/1DIc TSC2METFEIRO LOH REH b,

(%]

AAH (I OMBREIOME LV L HEEICREICHEAE L, 28 AAH RESRBREEFICE
HEIBDOIIZ LBMEATVWS, ZFEOCEF OHEBMMICEIFRE i AAH -
TeRHEED 5 B, 85%(22/26)IXRE TH ¥ | SREMMBESIL T TESE AAH 2o T,
INHOMEI AAH & B AEOREE b AET2E T A UL TR T 5,

ZHETIT AAH ITBWT Kras = psS BIGFOER, 3p % 9p ORER ViR L&
AV OOBGEFOREBBEINTWVWS, H4BSERN L 9q BIX T 16p DXRE
DORERERLE-RETFORTE LFRECHEECRD OhE, FiC, T5CI RiZFHEEE
& A7 9q © LOH OIEERE < | 9q BB ORS I BET 5 2 AMERE T REET 5
AREMER H B,

B4 OEHITOVT, AAH LD LOH Oz H 5L, BTk AAH L v bIKHE
BOwA 7 a¥7 54 Mz LOH S88H bk, =0 Lid AAH » bRl E 582
T, BRIEENIC TSCI BinF2 B 9q LOBROMEFAEE LTV 3 TTREZTIRT 5.

LA L2RL, FRROFERND TSCI BETHHBREBEONBAMNMNEETF THB LER
TR, ERKERFERDH S, EB. BEETEDBEICIST 5 MMPH OSE4HEE
HE< . BEOHEBIZLALRD AR, W OPOBENEL LIS N, TS0 B
FEDHLD LY, T LEEDEHED 9q LOBAMBRGEFOREFIHBEREICES LT
W TR ER bh B, %I, TSCI METFHERO LOH #3R® b= Sslicisn T,
bI—HDOT Y M TSCI MEFEDHDDERBEZ > TV BDEPR EERHL TV
K BERH B,

(]
TSC1 BEFH L ITEDEED 9q L ORAME R FORE RIFBRERED RO
B BE- LTV ARIREME R R X i,

BT E®E O ROOESR

PR OREBA X = A LZBEELRETHIN, BLALERASNTHWRVORRRT
Hhd, BILREREFOREREET, FRICLVEEFBEIED & L0 2 TFEHER~
OISBETHFTES, HEEFINREREORIRETFORELER L, HHBRED
BREE & £ 2 b T 5 B BRI R IERSAT sk (atypical adenomatous hyperplasia, AAH)
& AL ER TR LIE D B R O — 0 T d 5 multifocal micronodular hyperplasia (MMPH)#3%%
BEAIEL L TWA I LIZEE LREF VA TORETE1Tok, HEMEELERITA
i, MEEETEZEREL, B, ZE. RE, B BA2ACICEEEZERTIZLLH5HE
BHREERETHD, EORERET L LTRENFHREFLEALATVS ISCI BLT
TSC2 BER SATW3, TSCL B XU TSC2 BETEMIE PI3 ¥ 7 —F-Akt EBO T
T mTOR #HIH L TWABMHETEH 2RoH T T, TOFEMER Akt 12X 5 ) VBMEIZL -
THHEIZEEH S T3, PIEHEIE 11 A0 AAH 2 - fRBESICIBTS TSCIB
L TSC2 PHEETIEREEIFERBLUL 6 BERO~T nHESHEOXRELODD

111



112

BREMANTc, FHRIZAY /) —NVARBLIEAT 7 4 VA OEES M, 70 F Y
YarilioT, DNAZHHL, 9q BX U 16p BADvA 704754 bv—t—%H
WTPCR L., ALFred sequencer TREDEE LW~ Tz, HEFRZO—BEOHEIZLY
UTORBRER/THS,

D AAYL EHESTREED 5 5 85%ITIRBETH Y | %%ﬁ%ﬁEEWHTATAAH%#o
TEY .. AAH 2 hhieeE & #:ﬁ@%&"‘ BHFE2HT2Z LRRRENTE,

2) TSCIEDFEE: AAH T 39%, Mg T 58%I2 5 T 9q © LOH AR S hi-, £,
AAH T 28%. iR T 41%IZ8WC T8CI |EFH &0 LOH BRI &hix,

8) TSC2JRDfHEIE: AAH T22%. Ml T 35%Ic3\ T 16p ® LOH A &k, *
%o, AAH T 6%. Bl T 29%Ic8\\ T TSCoRETF B & LOH 2l S i,

SLEHBE, BRI BRI O BRE L 22 bhB o L A RE Lk,
& bin AAH B L7 RE 2 T i LEIc B L. 2ORERET TSCL2E0
O LOH A AAH B L UBEBILBWTREETRI - TWAZ L 2BRLMC L, “hifi
TIE T8CI B LU TSC2 BB ORERET Th 5 = & IR TR A2V, AL
BEOREBROBRRAIC—FEL R L b0OTHY . BEREL TN OFERESH
<EPE LT,

BLEDBIEIH L, FELFRR THUTORBRE 2T,
1) TSCI1 B XTr TSC2 DIz W T

2) TSC1H LR ISC2 DRBIAEE - MR OWT

3) LOH HEFEIZO>NT

4) AAH k% X514 5 ki ‘

5 AV ZVrF a4y (BIVIAR) OFEZOWT
6) FERRKT VNI 5 AEREROFEIX

7 ERReEEconT

8) AAH T genomic instability XL L TV 3D

9) AAH IZBiT A it O BEERG T DR EIT

10) 9q 3 L W* 16p = BIF 5 TSC LIS OB ERE T3
11) AAH 2> b R~ DT & K S0 DBHRIZ DN T
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