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Role of the HCN2 Channel: A Key Target to Ameliorate the Pain
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ABSTRACT: All kinds of pain bother us. However, the underlying mechanisms remain unclear. There seem like many elements in-
volve in the happening of the pain and it is very important to explore who trigger the procedure. With the in-depth of research, hyperpo-
larization-activated cyclic nucleotide-modulated ion channel (HCN) gradually emerges. In inflammatory pain and neuropathic pain, HCN
channel plays a crucial role in modulating abnormal discharges, which mediate the conduction of pain. By using HCN block-out mice
and antagonist ZD7288, inflammatory pain and neuropathic pain all partial relieved in some degrees. Base on previous researches, HCN
channel will possibly become a novel target to ameliorate the pain. Since now, there is still no specific antagonist. However, in the future,
high selective medicine may offer benefit to those patients who suffer from pain.
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