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The Neuro-Endocrine-Immune Interaction of CRF and Cytokine in Patients of Infantile Spasm (I)
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Adrenocorticotrophic hormone (ACTH) ; Glucocorticoid ; Cytokine ; Epilepsy ; Infantile spasm ; Corticotropin releasing factor
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Infantile spasm (IS) is an age-specific seizure syndrome of infancy. Uniquely, the IS seizure respond to hormonal manipulation using
adrenocorticotropic hormone (ACTH) or glucocorticoids. Based upon this clinical feature, a corticotropin-releasing factor (CRF)-excessive theory

for the pathogenesis of IS has been proposed and investigated. However, previous reports did not shown any significant change of CRF level in CSF



of IS patients. We re-examined the CRF-excessive hypothesis by quantifying the CRF level in patients blood sample using EIA assay. Six patients of
IS without infection and twelve age-matched patients with minor infection patients (control) were enrolled. The mean age for IS and infection
patients is 15.plmin.6 months and 13.5.plmin.1.5 months, respectively. The serum CRF level, but not serum cortisol and ACTH, of IS patient
(0.764.pImin.0.866ng/ml, n=6) is significantly higher (p<0.05) then control (0.135.plmin.0.076ng/ml, n=12). The phytohemagglutinin
(PHA)-induced lymphocyte proliferation in IS (525.0.plmin.92.05%, n=3) is significantly higher (p<0.05) than in control (272.7.plmin.51.84%,
n=11). Furthermore, PHA-induced lymphocyte proliferation in IS is significantly higher (p<0.01) than in seizure (235.5.plmin.65.74%, n=9).
However, serum sIL-2R and sIL-6R concentration show no statistical difference between IS and seizure. All these results support the CRF-excess
theory and indicate higher CRF expression may contribute to the IS. The elevated PHA-induced lymphocyte proliferation assay demonstrate elevated

circulating CRF may influence neuro-endocrine-immune regulation in IS.



