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AR -2 (IGF-2) A~ i A& S HAH B 1Y 32 4K IGF-
IRVIGF-2R. DA S 6 KBS RFEAERKRBE T4 G HEN
(IGFBP1~6)41 )i . ZHiHsE£M, IGFs A5 Ak
) IE A A G T L b e 20 M 0 B A3 i 5 55 43 b
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Y. H, IGF-1 5 IGF-1R b 8 24 5 4 .
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