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The effect of tryptophan immunoadsorption therapy on neurological autoimmune diseases
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Abstract: Objective To observe effects and complications of tryptophan immunoadsorption(IA) therapy on neurological auto-

From April 2007 to February 2010,14 patients(10 male,4 female) with neurological autoimmune disea-

ses were given immunoadsorbent therapy using the tryptophan column (IMMUSORBA TR-350, ASAHI KASEI MEDICAL CO,

immune diseases. Methods
LTD) in addition to drug therapy. Results Clinical symptom of all patients improved after IA therapy. Muscular performance was
increased 1 to 2 grades. 5 patients regained full muscle power. Serum immunoglobulins of IgG.IgA and IgM decreased significantly
after adsorption(P<C0. 05). Of the 54 procedures in IA patients,4 procedures occurred adverse effects,induching 3 times of hypo-
tension and 1 time of mouth anesthesia. All adverse effects were well controlled by symptomatic therapy. Conclusion Tryptophan
TA was a safe and effective therapy on neurological autoimmune diseases. Serum immunoglobulins decrease significantly after ad-
sorption.
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