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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.,
Yi Hyeong Lee, M.D., Myung Ho Hahn, M.D., Hyunee Yim, M.D."

Department of Pulmonary and Critical care Medicine and Pathology®
Ajou University schod 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 pencard:-
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( = 400)

OIS =LA © fahs F4WA4S Bdoy e|44d e
HEHA "g2 110/80mmHg, 9uhe 868 /5,
TET 183 /%, Hlee 365°Cor). duke Az
A feta Fuke] gl giglon] ZHYldA ¢ode
&7 E|7] gfgtout HAe] gdo] v, F5 A
W 35 okl EHFEE Ao E8A g §
F Hopol M AF EEFEET I gl EHen 4
&2 ofF vieFir), BRAE) 38N 33]=
YR The] vk 3T v Fdl= glsich &lalg #
8538 flen AT olibine wibs]a] @t
o}

YARY ZAREA D FF B B394 7|E0 508
A5-H 1 #ES A FHF0] WA igled 3
A7} E58e T 8 776 Lde] 35 HE £

B osial Avjdizl FekEle] eleich(d 1),
i%jr AHE T T2 Ysley =59 %‘E"-"‘[
T AR e Bglow 9] FE, 43, 3
T B AdsHe|sinh 4 Ak gadtela)
FAHTY A H AT AdAE 971 F5 AL
72 WA UL el 25 dEYE Seva &t
EE HEHge] 4FE F21 glo] FUdo] F UL ¥
5 AWsiels b flsla, S Fr1EA0) 32
o =& fretd slnied, 1 -"H—rf—#-ﬂ 71 e
Helch AdEle 2793 gla 4kdde] HEulkxm]of
Azlon et 4o glopde] vz} BakE]dc
(3§ 2). Hzxgn 2788 T2 #5 A3 3
oiglen 2 = #Fie Hale H3e Aoy
I A, d el v fEEen, U4

— 664 —



Hit 2 olgbdofie] £4E Ry Aads 64%
= el
ZAbe 7 DRy HAzE g4 13.4g/d),
SlulE e E 40.5% WAL 11,200/ul( 327 83,
Ao 11.8% SH7 4.6% T4 0.2% =9
7 0.3%), a4 231.000/uE HAa AHe|sln,
¥ 3 Fie S4olslen AW Hahs AMdo|ql
ch. @3 AIE gApyd AST 1RTU/L, ALT 334
U/L, r-GT 990IU/L& #7}=l+] 219z BUN 15.
3mg/dl, creatinine 0.9mg/dl, total protein 5.2g
Adl, @59 27g/dlglch 3 ®Ez2RP PZas
HBsAg 9+, Anti HBs &4, HBeAg &4,
Anti HBe %4, Anti HCV ZAje]gich Al A
Ab B3} glucese Slg/dl, LDH 1620U/L, iz
S.4g/dl, HES 2,130,000/ul, ¥E 3,400/ul(}
HWE 21%, ©E 79%)sien opdable
SB2U/Lo. ey wiek =t g8 ek gstn
CEA 18.8U/ml, ADA 43.9U/L, e-fetoprotein
I.8ng/mlglom Mz Hapds) ehdy s 2eo)a)
Beatch @3 oldeldl= TOOU/LE E9fE4 #HAb
At ebel3e] 90.8%, #aEe] 9.2%%e 24470
AWe] opdEbAls 2,320U/Lee Z480] 58.5%,
Hadde] 41.5%%0. e FLEAzl= CA-125
78.2U/ml, CA19-9 23.6U/ml, e-fetoprotein 1.8
ng/ml, CEA 18.8U/ml2 CEA7} $7l5le] 9l
c}.
MEYa| HALH D FHF Fode] AFUHAEAAL
= M EY Hiehe] AFF dgn(ay 3), e
1"]?‘7*} U2 Ao e E v HeE A
M 24t
gadn Evd HeSsA AdHAdws Aldgaie
HF 150~200cce] 4de] wjd=|HA FHET
A< ZHERUT dFd F FU2] AHH 4 8E
MEHAE HAT 29 A4zgdo 2 Adsgg, 8
o] e PAL A} lipase H4o|g o} obdals]
7b 2320U/L7R Ardle] B8 280 HALE A
stelont Fudang Bem #3dA FoF 2ated

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 hespital course.
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