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A Case of Lambert-Eaton Myasthenic Syndrome Improved after Surgical Resection
for Diagnosis of Small Cell carcinoma of the Lung
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Lambert Eaton myasthenie syndrome(LEMS) is a paraneoplastic syndrome caused by defecis in the secretion
of acetylcholine from the presynaptic membrane of nerve terminals and is strongly associated with small cell
lung carcinoma. The pathogenesis of LEMS is the destruetion of voltage gated calcium channels by an autoim-
mune process resulting in clinical manifestations consisting of lower extremity weakness, decreased deep ten-
don reflexes and autonomic dysfunctions. The diagnesis can be confirmed by the characteristic clinical features
and repetitive nerve stimulation. The neurclogical symptoms and signs of LEMS may manifest themselves
months before the clinical manifestation of the underlying malignancy. Thesefore early diagnesis and treatment
of the primary malignancy may become possible through the diagnesis of this rare paraneoplastic syndrome.
We report a case of a patient diagnosed with LEMS who upon further evaluation for an underlying malignan-
cy was found to have a (.2 cm sized nodular and infiltrative mass lesion at the bifurcation of the left
apicoposterior segmental and anterior segmental bronchi by bronehoscopy. Although repeated bronchoscopic bi
opsies of the lesion was not able to disclese malignancy, under strong clinical suspicion left upper lohectamy
was performed and subsequently the diagnosis of small cell carcinoma of the lung was confirmed. Muscle
weakness began to improve starting from a week after the surgery, then reached a plateau 2 weelks later. Mus-
cle weakness improved further after the trial of anticancer chemotherapy.( Tuberculosis and Respiratory Dis-
eases 1998, 46 : 596-603)
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Fig. 1. EMG shows decreased compound motor action potential(CMAP) in response to initial low fre-
gquency repetitive nerve stimulation (3 Hz) and increased CMAP in response to the high frequen-

cy repelitive nerve stimulation{ 50 Hz).

Fig. 2. Chest PA shows ill defined reticulonodular
and caleified densities on right upper Iung
field without any mass lesions.
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Fig. 3. Bronchoscopic finding shows a 0.2 cm sized nodular and infiltrative lesion located be-
tween the branching portion of left apicoposterior segment bronchus and the anterior seg-

menl bronchus.

Fig. 4. Undifferentiated small cell lung carcinoma of the lung confined to the fibrosed submucosa inside the
bronchial cartilage with epithelial denudation, goblet cell metaplasia and chronic inflammation.
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