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Multiple Atypical Adenomatous Hyperplasia Mimicking Lung to
Lung Metastasis
- A Case Report -
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Atypical adenomatous hyperplasia (AAH) is regarded as a precancerous lesion in the multi-
step process for carcinogenesis of pulmonary adenocarcinoma. AAH is found in up to 25% of
the lung tissue adjacent to cancer, particularly adenocarcinoma and also in 2-4% of autopsy
cases. Until now, its main clinical significance is that some tumor recurrences are the lesions
that have progressed from undetected AAH or they are newly developed cancers arising from
AAH during the follow-up after the resection of adenocarcinoma. We present here the case
of a 58-year-old woman having a large main adenocarcinoma with multiple small AAHs that
mimicked lung-to-lung metastasis. AAH should be considered in the differential diagnosis of
multiple small nodules during the preoperative evaluation and also during the follow-up of lung
cancer patients.
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Fig. 1. (A) Lung window setting of chest CT scan at the level of liver dome shows a 4.5-cm-sized mass with lobulated and spiculated mar-
gin in the left lower lobe. A couple of small nodules (arrows) are seen around the main lesion. (B) Lung window setting of chest CT scan at
the level of the left inferior pulmonary vein shows clustering of multiple tiny nodules (arrows) in the superior segment of right lower lobe. Similar
nodules (arrowheads) are also seen in the left upper and lower lobes.

Fig. 2. Histologic examination of the main mass in left lower lobe Fig. 3. Atypical adenomatous hyperplasia shows single layer of
shows well differentiated adenocarcinoma of mixed acinar and atypical cuboidal cells lining intact alveolar septae.
papillary type.

AEoT T FAGA Ao el A Af 24 S22
A ool EE #akde] T 5 Hl e A2 2AEE Atk AxHs wg ST AEES FE GUE AXE F
& 2719 sk g3l o] F A8 HHoR A ddAleS o ol Bl AAHE Assivk(Fig. 3). P53 ol
TaA Hof $H o] A2 A AL Sl A skl g vz ske gajel A ps3 ehee] S glgich
A #7) BAE Aldskch BAE # 22L 05 cm HLE
Aot Setow gl AH S gate] $ARdoA 3749 3t
U B85S UEsdt el SeR Ads T o
A}

gl $A9IZ s7he) AANE WU 24
QA 1348) 7194 AZAE A9 PUS HARAT AF AL A olel ekl Aol vk 2 ¢ % shidk
2 A8 470 04 cmolglth ATHS HHEAT YYD olf F Shbe AP BRI} AsbIg) v} 2



Fo| YEOZ L0l3t BIHY M ZAS

o i) e Aol 2 &
7 wag A% @

|o
fru
)
fl o2
5o 2
BX

flo & o>
i3

Lo
o X
ro
5

i

dol & ¥&A gl
A3 Yes AA A& deE 13
B 44 gisith o]
AlFeE AL 2 EofAelth. 53] AAHE Al7|HAH %
(BAC) 3} e o2 ARG Fato] W, T Zlis Aot
2 AAE 249 97 FHolA A5 #REn 293,
of BAESHE AT A3 AAHE BACSH BAHf-4 8291
FHE Ho] AAHE ¥ AgEe A Haz agsia okt
Z o AYEolM AAH-BACE o]ojz|= Tl @etsbg Aol
IR U=

AAHY" I71= ) 5 mmETH zZon Fx FAA F9)
Hx He uet A28 dHZEY Clara AlE 35 Hole o
Mz S2A& Bl dxde o FAYE F dou Y
Axe] Ffrel gk e flvh Al Dok A2 o]

YL BT 4 9o} AAE L5 AAHE BACSH 7

X, o

B ofN "o XN ¢

ofl rl [o ofX

N
<
X
o
L
1o
o
ol
ox
A=)
rlo fot
o,
9,
o
o oX

=
=
ofi
o,
Q
2
o
ofN
lo &
2
o2
o
f~
N
o
we
)
~N

)

6

o

o

a717F ofE 9] A& Wl R ofsfsiAg 2 Ao® A7
a7 gk whef FElE YA S Ad Ag oS Hole

}\0

AEE] THH FAEIAY 474329 Wyt o™ BAC
2 718t 98 AR5 5 mmE 71F0R o|Hrt I BAC
2 7sike 94 dErls sk’

o]o} 7+o] AAHO U3t oJafl9} YA CT 59 EYLE &
& A EE e T 7 4% U Qo] AAHVE B HlE2

7R Fo] ok AR HelM AAHTL

HARE N 98 Ao 23 F8d ue} AT 814
%= 7V ¥, 53] o7 o] AAHVE BAHE de AeE
o) AdAel o EUTE o] AAHY] EATro 2 $x}9] A
A 9gn Ade GFS WAA e AR BiF] 9
o I8y o] & sl ASHT g g 9l
ol AAH Fuhgo] o o™ Aishs Adze o
ool BAskA] Xg 7129 AAHA J3 s 7ol
B0 gAY B AAle 22 334, A 9 A

oz & & 7] Wi, HAE oA AAHY} @A
< FHBF VI T A GO B NET 5 Ve
sty 2|3, oo AAHYE FukE Afols oE A7)l
Qo] ¥HAYE S0 o A9 ARE Tk’ mEh o

o

BN
9
o,

L
gy
)=l

T

zo, (I

> orr Hofo X Ho

L)

205

i)
i)

o Xt

o

ox,
of
ﬂF
2
o|N
ox
iy
et
ol
o,
oft

Elac kA<

,d
=
B> ottt
N,
o
[e]
fru
<
r
ﬂOL
N

zo, I
=

riu

oE 10

b r®
9

ol o oXx
o
N

-

HJz Kl
ofN
o>
iz
2

IR
g
re
ES
jns)
b E
b

flo e rlr o alo rfu
o W (B o
[e]

>,
rlr L °1‘I'N
ox
i)
o
ol
rir
po)
o
o
il
2 o 2
o
O,
oz (2

f
e
o,

v
Ho
:i
oxl
2
fuj
=

o

> 4
)
fo
=2
BX
o
%
2

o2 fo

ok
10 2 Ho o

z
o
r
>
=
=
il
)
Sv

ox rr L o

I

o
v =2

» =

2 )
sk 544 ANt 3
o JE 2 dolAst 3

gon, Az 47 A4 A AA 9% ZAHA} 2
o AR ofd dFdle AAHS WEL Q-delsE 2
A3 Aol e A YA, B At FAR NG
AW BY A0 4R W AAHO U olsls) &
A AUE, 53 AUF 37 242 02 W AAIA 1
ER 92 £ o]9)0] A Ado] AAHY AR @l £
o

>
I

ANES

1. Westra WH. Early glandular neoplasia of the lung. Respir Res 2000;
1:163-9.

2. Greenberg AK, Yee H, Rom WN. Preneoplastic lesions of the lung.
Respir Res 2002; 3: 20.

3. Sterner DJ, Mori M, Roggli VL, Fraire AE. Prevalence of pulmonary
atypical alveolar cell hyperplasia in an autopsy population: a study
of 100 cases. Mod Pathol 1997; 10: 469-73.

4. Yokose T, Doi M, Tanno K, Yamazaki K, Ochiai A. Atypical adeno-
matous hyperplasia of the lung in autopsy cases. Lung Cancer 2001;
33:155-61.

5.Suzuki K, Nagai K, Yoshida J, et al. The prognosis of resected lung
carcinoma associated with aypical adenomatous hyperplasia: a com-
parison of the prognosis of well-differentiated adenocarcinoma asso-
ciated with atypical adenomatous hyperplasia and intrapulmonary
metastasis. Cancer 1997; 79: 1521-6.

6. Tominaga M, Sueoka N, Irie K; et al. Detection and discrimination
of preneoplastic and early stages of lung adenocarcinoma using
hnRNP B1 combined with the cell cycle-related markers p16, cyclin
D1, and Ki-67. Lung Cancei2003; 40: 45-53.

7. Travis WD, Brambilla E, Muller-Hermelink HK, Harris CC. Pathol-
ogy and genetics. Tumours of the lung, pleura, thymus and heart.
World health organization classification of tumours. Lyon: IARC,
2004; 35-75.

8. Miller RR. Bronchioloalveolar cell adenomas. Am J Surg Pathol 1990;



206

14:901-12.

9. Nakahara R, Yokose T, Nagai K, Nishiwaki Y, Ochiai A. Atypical
adenomatous hyperplasia of the lung: a clinicopathological study
of 118 cases including cases with multiple atypical adenomatous
hyperplasia. Thorax 2001; 56: 302-5.

10. Dohmoto K, Fujita ], Ohtsuki Y, ef al. Synchronous four primary lung

Bedst - ZAA - B

adenocarcinoma associated with multiple atypical adenomatous
hyperplasia. Lung Cancer 2000; 27: 125-30.

11. Anami Y, Matsuno Y, Yamada T, et al. A case of double primary
adenocarcinoma of the lung with multiple atypical adenomatous
hyperplasia. Pathol Int 1998; 48: 634-40.



