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Effect of Glutamate on the Hyperpolarization — activated Cation Channels in the Human Sympathetic Neuroblastoma SH - SY5Y Cell Line.
Hao Wei, Yu Xiaoxia, Gu Jingli, et al. Department of Physiology, Institute of Medical Sciences Chinese Academy of Medical Sciences,
School of Basic Medicine Peking Union Medical College, Beijing 100005, China

Abstract Objective To investigate the effect of glutamate on the hyperpolarization — activated cation channels (I, channel) in
sympathetic neurons. Methods Using the human sympathetic neuroblastoma cell line SH = SY5Y as a model of sympathetic neurons, we
recorded the I, channel currents with the whole — cell voltage clamp technique. Results There were I, currents in the SH — SY5Y cells.

Glu (1mmol/L) suppressed the K* component of I, currents, but enhanced the Ca’* and Na* components of I, currents, and as a whole,

increased the I, currents. Conclusion Glu increases the I, currents of SH — SYSY cells. This result suggests that Glu may induce depo-

larization and efferent impulses of sympathetic neurons.
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