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Hyponatremia after acute cervical spinal cord injury . clinical study on 15 cases

TAN Ying— chun: FENG Hu,ZHANG Yi

(Department of Neurology - Affiliated Hospital of Xuzhou Medical College: Xuzhou: Jiangsu 221002, China)

Abstract ; Objective To investingate the pathogenesis : pathology , diagnosis and therapy of hyponatremia after acute spinal

cord injury. Methods 15 in— patients with hyponatremia after acute spinal cord injury from 2000 to 2004 were retrospectively

analyzed- Results Serum sodium was lower than 130 mmol/L in all cases- Urine sodium ranged from 40 to 68 mmol/L and

urine osmotic pressure ranged from 420 to 980 mmol/L- After limitation of water intake and appropriate salt intake. 12 patiants

recovered after 2 to 3 weeks- Because of fever and avoiding limitation of water intake: the other 3 patiants recovered slowly -

Conclusion The more serious the acute spinal cord injury s the higher the frequency of hyponatremia; syndrome of inappropriate

antidiuretic hormone secretion (SIADH) is its primary cause ; appropriate measures should be taken to correct the hyponatremia

according to the findings of serum sodium and urine osmotic pressure -
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The serum levels of vWF and GMP — 140 in patients with idiopathic sudden deafness
ZHANG Xu: QIN Ying— song: LU Ping

(Department of Otorhinolaryngology > The Second Affiliated Hospital of Shenyang Medical College
Shenyang Liaoning 110002, China)

Abstract ; Objective To investigate the changes in serum von Willebrand factor (vWF) and GMP — 140 in patients with
idiopathic sudden deafness- Methods Serum samples from 20 younger adults (<60) and 20 aged (=60) were collected to
determine the concentration of vWF and GMP — 140 by sandwich ELISA - The levels of vWF and GMP — 140 in 20 healthy adults
were taken as the normal control- Results The serum vWF and GMP — 140 in patients with idiopathic sudden deafness were all
significantly higher than the control ( P<<0.01). The levels of vWF and GMP—140 in the aged patient group were higher than
in the younger group (P <20.05 and P<<0.01, respectively)- Conclusion The results suggest that vascular endothelial in-
juries and a highly activated state of platelets have existed in patients with idiopathic sudden deafness-These changes would ad-
vance with age, and the vascular change should be one important etiology of idiopathic sudden deafness-
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