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DHEA ) VR 65 — 1 . 7 52 (6] J5 20 i ] 6l 2 22,
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1.3 — w5 JI5 Tk L B 3% B ( phosphatidylinositol 3 ki-
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p38 .SAPK/JNK Fil NF — B [ 2 /L9 il ROS A i,
U5 H,0, ¥ S 1 S0 R R A0 i 4
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E RS G U E G, WO OS82 B R R
it , A FE 5 A T 40 M A% X 7 MM BT 3 AR N A 3 e
~fos ¢ = Jun FlI ¢ — myc 55 K K 3k, 4 dE .0 U140 i
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4. H ¥ EE A (protein kinase A, PKA) ; 52 i 1
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