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Results of laboratory investigations on admission

Table 1

WBC 6,500/l

Hb 14.6 g/dl
Plt 16.7 x10%/ul
LDH 198 1U/1
AST 28 1U/1
ALT 26 1U/1
CPK 39 1U/1
UN 8.9 mg/dl
CRTNN 0.8 mg/dl
Na 136 mEq/I
K 45 mEq/]
CL 100 mEq/I
Ca 9.5 mg/dl

CRP 046 mg/dl
RF 200 IU/ml
ANA <40 x

Anti-RNP antibody
Anti-Sm antibody

Anti-SS-B antibody

(=)
(=)
Anti-SS-A antibody (—)
(+)
(+)

Anti-Scl-70 antibody

Fig. 1
right upper lobe

Chest roentgenogram showing a nodule in the
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Fig. 2 Chest CT showing a nodule on right upper lobe of the lung and swollen lymph nodes on the hilum
and mediastinum (A: lung window, B: mediastinal window).
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Fig. 3 Electromyography at the right median nerve showing a reduction in the amplitude of the evoked
muscle action potential response after slow repetitive nerve stimulation (1Hz) (waning) (A) and no reduc-
tion after rapid repetitive stimulation. (20Hz) (no waning) (B).

Table 2 Results of laboratory investigations on
two weeks after an admission

CEA 8.3 ng/ml
SCC 0.2 ng/ml
NSE 50.6 ng/ml
ProGRP 130 pg/ml
CYFRA 1.6 ng/ml

Anti-P/Q type VGCC antibody 280.2 pmol/I
(cut off point < 26.0 pmol/I)
= 0.2 nmol/]

Anti-acetylcholine receptor antibody
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Abstract
Small cell lung cancer with Sjogren’s syndrome and Lambert-Eaton myasthenic syndrome

Tomoyasu Nishimura, Sadatomo Tasaka, Wakako Yamada, Naoki Hasegawa, Kenzo Soejima,
Koichi Sayama, Koichirou Asano and Akitoshi Ishizaka
Division of Pulmonary Medicine, Department of Medicine, Keio University School of Medicine

A 72-year-old man was admitted to our hospital with complaints of dry mouth, muscle weakness of the lower
limbs and gait disturbance. The patient had dry mouth, dry eyes, positive anti-SS-B antibody and salivary gland
inflammation. Sjégren’s syndrome was diagnosed. Since muscle weakness of the lower limbs and gait disturbance
were not compatible with Sjogren’s syndrome, we considered the possibility of paraneoplastic syndrome. Serum
levels of CEA, NSE and ProGRP were elevated. Chest roentgenogram and CT showed a nodular lesion in the right
upper lobe of the lung and swollen lymph nodes in the hilum and mediastinum. Small cell lung cancer was diag-
nosed by bronchoscopy. Anti-P/Q-type Ca*" channel antibody was positive. Electromyogram showed a reduction
in the amplitude of the evoked muscle action potential response after slow repetitive stimulation and did not show
a reduction after rapid repetitive stimulation. Based on these findings, we made a diagnosis of Lambert-Eaton my-
asthenic syndrome (LEMS). Concurrent chemoradiotherapy induced an improvement of muscle weakness of the
lower limbs. LEMS is frequently associated with a malignant tumor and an autoimmune disorder. We thought
that in this patient, the presentation of LEMS was apparent because he had both Sjégren’s syndrome and small
cell lung cancer.



