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Table 1 Laboratory data of blood and urine on admission.

Hematology normal range antibody IgM IgG IgG glicolipid +PA

WBC 9,300 /ul 3,900-9,800 GM1 - - -

RBC 415x 104 /ul 427-570 X 104 GM2 - - -

Hb 11.3 g/di 135-17.6 GDla - - -

Ht 317 % 39.8-51.8 GD1b - - -

MCV 76 fl 83-102 GD2 - -

MCHC 356 % 28.0-36.6 GD3 - - -
GT1b - - -

Blood Chemistry GQ1b - - -

TP 6.3 g/dl 6.7-8.3 GAl - - -

Alb 36 g/dl 3853 Gal-C - - -

Glu 99 mg/dl 70-109 GalNac-GDla - - -

TRG 51 mg/d! 35-149 GDla/GD1b -

UA 2.1 mg/di =70

CK 999 1U/1/37C 50-250

Na 106 mEq/! 135-147

K 39 mEq/I 3.6-5.0

Cl 78 mEq/I 98-108

ADH 11.3 pg/ml 0.3-4.2 Urine normal range

PRA 0.2 ng/ml/h 0.2-2.7 Na 42 mEq/I

aldosterone < 10 pg/ml 38.9-307.0 K 47 mEq/1

TSH 143 wu/1 0.38-3.64 Cl 56 mEq/I

F-T3 24 pg/ml 2241 Na 24 g/day 1658

F-T4 1.38 ng/dl 0.95-1.74 K 2.3 g/day 1.0-39

ACTH 40.6 pg/ml 74-55.7 Cl 4.7 g/day 25-89

plasma osmolality 221 mOsm/k 270-295 urine osmolality 416 mOsm/Kg 50-1,400

Table 2 Serial nerve conduction study results.

Motor nerve conduction studies

Median. R (Wrist) Ulnar. R (Wrist) Tibial. R (Ankle)
Days after onset 8 21 43 8 21 43 8 21 43
DL (ms) 6.9 94 79 44 6.3 46 6.6 9 6.5
CMAP amplitude (mV) 2.1 2.8 19 39 25 5 24 4 5.2
NCV (m/s) 43 49 47 56 50 53 45 41 52
F-wave latency (ms) 258 Not 31.1 26.6 334 30.3 — — 485
evoked
Sensory nerve conduction studies
Median. R (Wrist) Ulnar. R (Wrist) Sural. R
Day after onset 8 21 43 8 21 43 8 21 43
) . Not Not
SNAP amplitude (uV) 8.3 6.4 2.7 49 evoked evoked 185 225 139
Not Not
NCV (m/s) 54 48 44 40 evoked evoked 56 44 52

Distal latency (DL) was prolonged and compound muscle action potential (CMAP) was low in amplitude. F-waves were only infrequently elicited.
These results suggested the existence of demyelination in the nerve roots.
NCV: nerve conduction velocity, SNAP: sensory nerve action potential.
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Abstract

A case of Guillain-Barré syndrome accompanied by syndrome of inappropriate secretion
of antidiuretic hormone

Manabu Inoue, M.D., Yasuhiro Kojima, M.D., Yoshitomo Shirakashi, M.D.,
Masutarou Kanda, M.D. and Hiroshi Shibasaki, M.D.
Department of Neurology, Ijinkai Takeda General Hospital

A 73-year-old Japanese male was admitted because of difficulty in standing up after acute upper respiratory
inflammation with mild fever followed by watery diarrhea. Neurological examination revealed moderate proximal
muscle weakness and loss of tendon reflexes in all extremities. The blood sodium level was 106 mEq/! on admis-
sion. The blood level of antidiuretic hormone (ADH), renin and aldsterone was 11.3 pg/m! (normal value 0.3-4.2), 0.2
ng/mi/h (0.2-2.7) and less than 10.0 pg/mlI (38.9-307.0), respectively. The plasma osmolarity was 221 mOsm/kg (270-
295), and the urine osmolarity was 416 mOsm/kg (50-1,400). EMG and nerve conduction studies suggested acute
demyelination in the motor and sensory nerves. CSF revealed 10 cells/mm?® and elevated protein to 98 mg/dl. The
clinical course, laboratory data and electrophysiological findings suggested coexistence of the syndrome of inap-
propriate secretion of ADH (SIADH) and Guillain-Barré syndrome (GBS) from the very early clinical stage of the
diseases. The clinical and laboratory findings improved after intravenous administration of saline over three
weeks. When GBS is associated with STADH, hyponatremia is commonly seen at the peak of motor paralysis, often
accompanied by autonomic or respiratory failure requiring mechanical ventilation. This was not the case in the
present patient. It is postulated that SIADH, like GBS, might be caused by an autoimmune mechanism.

(Clin Neurol 2010;50:710-713)
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