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Increased TRPC5 glutathionylation contributes to striatal neuron
loss in Huntington’ s disease

Chansik Hong*, Hyemyung Seo*, Misun Kwak, Jeha Jeon, Jihoon Jang,
Eui Man Jeong, Jongyun Myeong, Yu Jin Hwang, Kotdaji Ha,
Min Jueng Kang, Kyu Pil Lee, Eugene C. Yi, In-Gyu Kim, Ju-Hong Jeon,
Hoon Ryu* and Insuk So*
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