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[Abstract] Objective To investigate the dynamic effects of immunosuppressive therapy on the antibody
titer associated with paraneoplastic neurological syndromes. Methods 36 cases of paraneoplastic neurological
syndromes were given standardized immunosuppressive therapy (including corticosteroids or cyclophospha-
mide). The serum antibodies of anti -Hu, anti -Yo and anti -Ri were quantitative detected by ELISA method
before treatment,one week during treatment, four weeks during treatment,one week after treatment and three
months after treatment respectively. The dynamic changes of antibody titers were compared before and after
treatment. Results The antibody titer of anti - Hu began to decline at one week during treatment (P <C
0.01), but the titer increased in three months after treatment, and there was no statistical significance com-
pared with the titer before treatment (P>>0. 05). The titer of Anti -Yo and anti Ri both showed a downward
trend after the beginning of treatment. The anti -Yo declined in one week and the anti - Ri declined in four
weeks during treatment (P<C0. 01). After the end of the treatment, the titer showed an increased trend, but
still significantly decreased compared with before treatment (P<Z0. 01). Conclusion Immunosuppressive ther-
apy can effectively inhibit the titer of antibody associated with PNS in a certain extent during the treatment,
but there is not a long-term effect for Anti -Hu.
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