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Y UL 0 M 9 0 R R A A

AN, PI3K/ Akt {5 53 #% F1 eNOS (1 @ iR 1L 5
WG KR H DT, Akt KR U4 T eNOS 1 B
PR AL 2 B 40 ML & 0 NO [ #2512 0 eNOS 11y
Serl 117 My Akt f) 8 2 fb {i 25" o Ak A7 38 3 B iR
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