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&% : TRPCO(The transient receptor potential canonical 6)J % i} % 4 W42 (TRP)A K 3k 89 &% R X — , % 445 Tl i 69 F ik B 1a B
Fiik, L EA <KL M. TRPCG 7 & 54 vo 8 4k 16 ) TRPC6 B &40 & 2 A A K 5 Fl £ — A & % #% 4 TRPC3,
TRPC7 # . TRPCG i i T4k G & & 453K % 4k (GPCR ) Fo - 4k B 5 B4 8 B (receptor tyrosine kinases RTK ) i 1T i 7 % fis B4 C
(PLC)igt#% . HL38 7T # 434k 5 =45 4% DAG (diacylglycerol)igt &, EA AR R IE S %M Bt s Lk 5 @B AL T S M4m
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The Effects of TRPC6 in CNS
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ABSTRACT: TRPC6, a member of the TRP family, is a Ca*-permeable non-selective cation channel composed of tetrameric
assemblies of 6 transmembrane spanning subunits . Experimental approaches employed led to the conclusion that TRPC6 assembles into
homo- and heterotetramers within the confines of the TRPC3/6/7 subfamily .The channel can be activated by a phospholipase C
dependent mechanism through activation of both G protein-coupled receptors (GPCR) and receptor tyrosine kinases. Also it can be
directly activated by the second messenger diacylglycerol (DAG).These have been implicated in a variety of biological functions .TRPC6
abroadly expressed in human tissues and cells. Minimal variation in the expression was observed between the different tissues and cell in
Central nervous system (CNS). And it takes part in an array of biological functions together with other member of TRPC subfamily.
TRPC6 is highly expressed in central nervous system, which causes changes of the concentration of some cations. In addition, a striking
number of central nervous system diseases have already been assigned to TRPC6 . Therefore, the understanding of disease pathogenesis
and treatment of of TRPC6 role in the central nervous system of the more meaningful. The aim of the present study was to observe the
effects of TRPC6 in CNS, especially in neurite outgrowth, cell proliferation, neuronal survival.
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1.1 TRPC6 IERESER

A& TRPC6 SEH i TR YL ik 1192122, 387 13 M40
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B/ = A TRP FK G A 63 41 % TRP [R] 78 5k 55 5 GE 1,
TRPC6 [] 784 PU 5 {43 18 B TRPC6 & A 455 T8 Ak, 5284 Y
R {kiEiE th TRPC6 & 1 5 I — K% TRPC3, TRPC7
JERLS, Lepage™3: % 81, TRPC ZE (4 3 ZLid a3 i 45 A& A
gih, —ME A AT N- I, AT N IR R A EE TSR
B IBHEX s B — AT C- 4%, FEE 4,5 BSIRIX A C i
HA) A B E DX 2 B o

TRPC6 3 1 X 41 A PN 45 55+ HUsk, 20 19 Ca®7 5 2
P G 9 2% 0 T8 1 5 P . TRPC6 3 18 4% G 2 (1 F Ik 52 14
(GPCR ) FI3Z 1A T4 2 14 il (receptor tyrosine kinases RTK )i i
FOG BN C(PLO) KIS . HaA ol 49k 55 — (% DAG (dia-
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TR AL B,

1.2 TRPC6 £ ARIRHMZ RG> T
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Tk D DR A R AR R 5T B
PR PR i T AN B BE AERE MR AE AR R AT
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P B R R A s ] ARFRAZ SRR A ], TS
BR R EBRR R IR AR S, 5340, b RER A ARG 5
TRPC6 mRNA [ [l i 384 2] T TRPC1/3/4/5/7 mRNA , i
W] TRPC6 5 TRPC K% i HoA il R A AE LRk, SRR AT
i8S 5 2 A BIIRE

2 TRPC6 M2 R 5t M EIFE R

2.1 TRPC6 EWRET

Tai®4E 5% W7R TRPCO A LA i ifg Eh i 22 oM 58 () A=
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Wt A AR 7 K F) 14 K2 (], TRPC6 jd i CaMK IV
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P o 274N calcineurin-NFAT Ayl /b i SUHRES T BB
AR R AR, [RIET5 1E# 4V Lt , TRPC6 TR ot 241 ifd
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