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[Abstract] Objective
(TBID). Methods

amine(DFX) group(n=13). According to the previous model construction scheme established by our research group Feeney meth-

To explore the role of astrocytes transient receptor potential channel 6 (TRPC6) in rat brain injury

Thirty-nine male Sprague-Dawley(SD) rats were divided into the sham operation group,injury group and deferox-

od, the rat brain impact injury model was established. The Morris water maze test was performed and the defected brain volume was
measured. The immunofluorescence was adopted to detect the co-expression of TRPC6 and GFAP. Then Western blot was per-
formed. Results The defected brain volume after TBI in the DFX group was significantly decreased compared with the injury group
[(115.35413. 70)mm?® ws. (209. 99416. 70) mm?® ] ](P<C0. 05). The Morris water maze test found that the platform search strate-
gy and search time in the DFX group were(3.13+0. 35) and(36. 15+ 26. 63)s, which were significantly improved compared with
(2.13%£0.64) and(110%47. 34)s in the injury group(P<C0. 05). The immunofluorescence found that GFAP in the DFX group was
highly expressed,moreover the co-expression with TRPC6 was increased. Western blot found that TRPC6 in the DFX group was
significantly down-regulated(P<Z0. 01). Conclusion In rat TBI early stage,strocytes are activated after DFX treatment and TRPC6
is highly expressed, playing a neuroprotective role.
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