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& (PKG), ¥ NO ] 88 1 i & M i PKCS R93E #5 (2)PKCS
10 A — 4 B R BR AT B W B AL, AT O R S
(PTKO B H & ¥, PKCS MITE MK SR EC A MBI
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HHEEERTER AR EF R ERILE TSR EEL15F
ARRAMIHE, MEHLIFES KM, ™ L RSEEHER,
LIRS & R R CNV IR E .

4.1 VEGF il i B 45 15 5 5 5 % e i A LA A

CEC 34 % % MAPK/ERK 5 PI-3K/AKT XU 9 @
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