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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 Pathaology™
Ajou University school of medicine, Suwon, Korea

The majority of lung cancers associated with hyperamylasemia are adenocarcinomas. Here we report an urn-

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. Cytuluglc evaluation by hematoxilin and eosin stain revea]ed small oe]l carcinoma of in-
termediate differentiation( % 400)
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Fig. 4. Chest PA of the same patient 7 days

after chemotherapy
alter chemotherapy

2 FH PAM a7 3439 (Y 4) €F of
ek X% 2320U/LefA 284U/L2 @A 7+
a2 (2" 5) FEYFZFTOE hyperamylas-
emia’} FEHE QS-S & 4 Uik A ¥R F
N ZAF HYstd oA 4 B3 Folot

a of
ohdehle HTg 9ulslz g o]xo ‘amylon’s]
A FeHEdor sTolu FRAXY a-1, 4-gluco-
sidic bonds& 7B sishs G432 19294 B4
F|Ago] 2§k hyperamylasemia’} BHIEi
195139 A&z HYM=E ofdlAlz} Feid
Fal7h Aok, HY2l 6.5~ 10%4] hyper-
amylasemiaz} FWE 3 F2 A oJsh} dadt,

— 665 —



U/L

1600
1400
1200
1000
800
600
400

200

| = serum amylase -e-serum lipase]

1 3 5 7 9 M

13 16 17 19 21 23 25
days on admission

* Arrow : point of chemotherapy start

Fig. 5. Serial changes of serum amylase and lipase level during hospital course.
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