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A Case of Amylase Producing Small Cell Lung Cancer

Han Min Lee, M.D., Young Gu Song, M.D., Tae Byung Park, M.D,, Sung Chul Hwang, M.D.,
YiHyeong Lee, M.D., Myung Ho Hahn, M.D., Hyunee Yim, M.D.”

Department of Pulmonary and Critical care Medicine and Pathology*
A jou University school of medicine, Suwon, Korea

The majority of lung cancers associated with hyperamylasemia are adenocarcinomas. Here we report an un-
usual case of a 54-year-old male patient who complained of dyspnea, anterior chest wall discomfort and facial

edema for one month, presenting with a huge mediastinal mass and hyperamylasemia complicated by pericardi-

al effusion. Histological evaluation of mediastinal mass revealed small cell carcinoma and pericardium showed
nonspecific inflammation with fibrosis. The serum amylase had an electrophoretic mobility similar to that of sal-

ivary gland enzyme. There were no evidence of a salivary or pancreatic causes of hyperamylasemia. After

chemotherapy, parenchymal lung lesions improved and hyperamylasemia disappeared. For the mannagement
of peracardial effusion, a pericardial window was formed. We concluded that the striking increase in serum

amylase was due to the ectopic production of this enzyme by the tumor.
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Fig. 1. Chest PA and left lateral view on admission showing markedly enlarged cardiac shadow
and left upper lobe obliteration by a huge mediastinal mass
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Fig. 2. Chest CT showing a huge left upper lobe mass with mediastinal involvement. Left innomi-
nate vein is markedly compressed and large amount of pericardial effusion is observed
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Fig. 3. Cytologic evaluation by hematoxilin and eosin stain revealed small cell carcinoma of in-
termediate differentiation( X 400)
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Fig. 4. Chest PA of the same patient 7 days
after chemotherapy
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Fig. 5. Serial changes of serum amylase and lipase level during hospital course.

AFZ73RS, e, FAFTFAME =8 oldeAl
7} ke oz geA duie. Hef dde =8
A w3t 2 EGNA obdekAlr) Fvlshed okl
A st AlXY 718 s g8A UA
%32, AxFEuFENA foregute] ATAEelA 7]
g Folgtn AZEE AYMES Kultchitsky
cellolA] 7]98h= AN EGe] ZYHEANA Buj3g
o] #ZAEM™Y, HgolA Frlske obdeEAle £ F
#lofjxie} o] tif-go] efola AME FdolA
c-myc £-& N-myc oncogene| #7z} o] B
i Qo] FeflAle] hyperamylasemiat FF o
Az FA opdalA f34 AEE BT s
o] it

Agde] obdelAl mRNAE 1.8 kilobase #o&
et E o] mRNASL 43t odeldl mRNAE
e HYS 2 Hddeln, 19 =EA M%<,

Aubadulel, fduEo] da Hsgulgdelae oy
HAE B4 4 dx mRNAY giss #2skd
HozAsty spger opfeld A4 mRNAE &
ohfjo]l HIE HelE T F A& Ao st

oblelal] f-dxE GAA 1p219] A5 3FF
o] gl g opdelAl, 2%l A4E obdeA, shy
9] truncated pseudogene® 6% {9 EEZRAXE
o]fofdt}. hyperamylasemiaz} F3he #He| A%
3} oletAl 5ol gl HY, HY ol9e) %, A
4 2A mFolA opdeld mRNA7ZE 2HsEY
AMY 1 §AA= FHAolv} hyperamylasemiaZ} &
vhel wle] MetdlA], AMY13 AMY2 §#zKk= o}
el Aol g Hdold B HR2AdAM FA)
F8=9, J¢ ol UM AMY2 {3
o] R¥H= 2o Hol ojdekq] B4 AMY1 &
Azl BAYE Aoz Hilh gL AMY],

— 666



FAde AMY2=2 AA"E G2z 28 encode)
I cDNAE Ao §Y Aoz duA . 2
AMY 1 8 7]91 AAellA] faig obdepd B4
Z9ke Q- =E3 hyperamylasemiag Z¥ls}x]
e AYdAE theket Fxe] AMYI f44 BH
o] BRIl Ao ol AL AMY1 HH MX
A FHd F4e B gl HAE opdelAl
£ =g Elshe $4, MsEE B F
AMY §32 89 e opdaiAlE A
Ue TFoE Wglsle F Wk r Yolzigh,
Ho 2 d F& o) o] AMY1 $12E £33}
= 29w @] AMY2 58 Algvteg Ad 23

A Felst e opdEAE XS K Ao
dHA A dolFoz fRH pIEgIFFo] B
5wl e,

D A Hold widoll M 8 obdElA) X
lwsl & 22 P34 Fd 3zkel 10%901A4 obd
2 Aol FHdelMe obdEiA A
51"/4 o} o] haAg Hekul Mol4
&8 AR 2 Felgle Bn
7t slent ‘/B:, A7, A, A E

[elh=]

hyperamylasemiaz} E4¥HE = 917} w&of ol
Ao] AmadBe HolA o duby FHore Tsk=
AL Foujsitta Be iz ok,

ot Fo% Al dig Ab 23 e oy
7L AdsEle] s 2007 9] Sxjoll N F4E B4
3}{ 2 23} 2504 opdeA|7E ZrbE ] i e

ol opdeAlrt S7bElo ol AS e WY

«1 AT gloy Aol Bk e $EY &
Stk il B, F4, 4ldeio] Ay opde}

A BEE 24D 7«*4 100%% 264 A o}
depArt F748F 21 SR8 ¢ UAAL 1498 FY
o] gie]lon 70%] b HAgtolda dif-io] Aol
A= Bax QoY

B Zdle AAEA dgeg A e gxlrl 3
o] A% $9938] hyperamylasemia®} hyperamy-
lasuria”z} AEte] Y AL 23} 5 BE5 24

O>‘

il
jud]

L,
=
2

HI
1=

r )

4

fid
ol
alo
&
2
1
e
%9
32
T
ki
i
03:
L
L
o
mﬁ>
1 o
%

2 o

ZekNEol| 93+ hyperamylasemiaz= =574 B 1y
i len 2 Hgd ofsltn 2P Agoz B
aEe] gk ojuf AAEHE obUEAlE BdEos

AZAe] o3 A= Eo] =HH hyperamy-
lasemiadl] 213 JFHYA T4 gl AR &
AEA Ao AP 544 @xb Expela] 84
opleld) Frh AeEol A wiskn, 43w
2 A oldEAIE FHlshe AAEA HgeR
s £ 0@ A Rasks vojt

rg

= U

1. Weiss MJ, Edmondson HA, Wertman M : Elevat-
ed serum amylase associated with bronchogenic
carcinoma. Am J Clin Pathol 21:1057-1061,
1951

2. Tsukawaki M, Izawa M, Yoshida M, Kawai S :
A case of amylase producing lung cancer. Intern
Med 31:60-3, 1992

3. Martin PC, Sarma DP ;| Amylase producing lung
cancer. Journal of surgical oncology 21:30-32,
1982

4. Salt WB, Schenker S: Amylase-its clinical signif-
icance . A review of the literature. Medicine 55 :
269-89, 1976

5. Ueda M, Araki T, Shiota T : Age and sex depen-
dent alteration of serum amylase and iscamylase

levels in normal human adults. J Gastroenterol

— 667 —



29(2): 189-91, 1994

6. Lenler-Petersen P, Grove A o-amylase in 1.

resectable lung ca. Eur Respir J 7:941-945,
1994

7.Flood JG, Schuerch C, Bowers GN . Marked

hyperamylasemia associated with carcinoma of

the lung Clin Chem 24: 1207-1212, 1978 12.

8. Yokoyama M, Natsuizaka T, Ishii Y . Amylase

producing lung cancer-Ultrastructural and bio- 13.

chemical sturdies. Cancer 40 :766-772, 1977
9. Bensch KG, Corrin B, Spencer H : Oat-cell carci-
noma of the lung, it’s origin and relationship to

bronchial carcinoid. Cancer 22: 1163, 1968 14.

10. Tomita N, Matsuura N, Horrt A, Emi M, Nishide
T, Ogawa M : Expression of c-amylase in
hurnan lung cancer. Cancer Res 48 : 3292-3296,

— 668 —

1988

Seyama K, Nukiwa T, Takahashi K, Kira S
Amylase mRNA transcripts in normal tissues
and neoplasm: the implication of different ex-
pressions of amylase isogenes. Cancer Res Clin
Oncol 120:213-20, 1994

Ende N | Amylase activity in body fluids. Cancer
14:1109-1114, 1961

Kramer MR, Saldana MJ, Pitchenik AE : High
amylase levels in neoplasm related pleural effu-
sion. Annals of Internal Medicine 110:567-9,
1989

Joseph J, Viney S, Sahn SA : A prospective
study of amylase-rich pleural effusions with spe-
cial reference to amylase isoenzyme analysis.
Chest 102:1455-9, 1992



