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2. HEEPRAEARIZEIT S RGC EE.
1B e M (A), AQP4 PUKBRTEMIE (B), AQP4 HUAR MG (C) %5 L - B MERAICZSBT % RGC &
B, ARBEIE~YA 27027 ) 7 &5, Scale bar: 50 um. AQP4 HifkFtk#E Tld RGC BENHEZIEKT L TWw
72 (un-paired t-test, P=0.002) (D).
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