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Abstract

Objective:To study the effects of pulsed magnetic field on insulin-like growth factor-1 (IGF-1)in cerebrospinal
fluid (CSF) and serum of patients with brain injury.

Method: Sixty—five patients with brain injury were divided into two groups randomly: the control group with 30
patients and the magnetic therapy group with 35 patients. Both groups received conventional therapy ; meanwhile,
magnetic group received pulsed magnetic field treatment (20-40mT , 50Hz, 20min per time, once a day,14d) on
bilateral temples. On the Ist d and 14th d, 4ml fasting blood were drawn from all the patients on the morning.
And 4ml CSF were also drawn from all the cases on the same day. Glucose was measured by glucose oxidase
method; IGF-1 was measured by radioimmunoassay (RIA) .

Result: Before treatment concentrations of IGF-1 and glucose in CSF and serum had no difference between two
groups(P>0.05). After treatment of 14d, concentrations of IGF-1 in CSF of magnetic group were significantly higher
than those before treatment and the controls (P<0.05). IGF-1 in serum of two groups increased compared with those

before treatment (P>0.05), but there was no significant difference between two groups also (P>0.05). IGF-1 in CSF
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of control group had no difference than before (P>0.05). The concentration of glucose in CSF and serum had no

significant change than before treatment(P>0.05) .

Conclusion: Pulsed magnetic field might improve the concentration of IGF-1 in CSF of the patients with brain

injury. Meanwhile, there was no effect on IGF-1 in serum. And the changed concentrations of IGF-1 had no effect

on glucose. Pulsed magnetic field might have certain effects on patients with brain injury.
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