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[ Abstract |
nonical channel 3 (TRPC3) in the cortical focus of epilepsy patients with tuberous sclerosis complex (TSC) ,

Objective  To investigate the expression and distribution of transient receptor potential ca-

and to explore the mechanism of TRPC3 involvement in TSC-induced epileptic seizure. Methods Twelve ca-
ses of TSC epileptic brain tissues ( TSC group) confirmed by pathological examination from June 2008 to De-
cember 2010 and seven cases of non-epileptic brain tissues ( CTX group) were enrolled in our study. The ex-
pression and distribution of TRPC3 were observed by Western blotting, immunohistochemistry and immunofluo-
Western blot analysis showed that the TRPC3 expression
was significantly higher in the TSC group than in the CTX group [ relative optical density (ROD) 0. 65 0. 08
vs 0.36 £0.06, P <0.05]. The immunohistochemistry and immunofluorescence double labeling results showed
that the intensity score of TRPC3 was higher in the TSC group than in the CTX group, and TRPC3 was specific-
ally overexpressed in the misshapen neurons of the cortical focus, including dysplastic neurons ( DNs) and giant
cells (GCs). Conclusion The abnormally increased expression of TRPC3 in epileptic cortex of TSC patients
and the specific cell distribution pattern may be closely involved in the pathogenesis of intractable epilepsy.
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®1 BWHALRAE TRPC3 RR K EEITS (v +5)

PR n Yetr i AR B0 B (E
TSC i LA 21 12 2.56 £0.29% 65.10 £4.10°
IEH AR 7 1.33 +0.26 33.21 £5.60
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B A R B 2 S ST & B TRPC3 A Ml G 1
TR B (R rh s 2R3, 88 TRPC3 383 1] fig
TR O 119 A G o

WEA AR5 2 B4 A/ 2 5 5 vk B Ay s/ ]
RES & I 4 T R B VR LA, 17 2% A P 4 A/ 5 5
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