33

papers

34

all docs

304743

3,080 22
citations h-index
34 34
docs citations times ranked

434195
31

g-index

3053

citing authors



10

12

14

16

18

m

ARTICLE IF CITATIONS

Gabapentin Receptor 1+21-1 Is a Neuronal Thrombospondin Receptor Responsible for Excitatory CNS

Synaptogenesis. Cell, 2009, 139, 380-392.

Upregulation of Dorsal Root Ganglion T+ <sub>2</sub>1"Calcium Channel Subunit and Its Correlation

with Allodynia in Spinal Nerve-Injured Rats. Journal of Neuroscience, 2001, 21, 1868-1875. 3.6 581
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