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Inhibition of heat shock protein 90 decreases ACTH production and cell
proliferation in AtT-20 cells
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~ U A FEKR ACTH FEA AtT-20 Mg 2 DMEM 55 #1 CHEMREE# L 7=, AR 17-AAG
F 721X CCT018159 # ¥ L. proopiomelanocortin (POMC) mRNA ¥ L O pituitary
tumor transforming gene 1 (PTTG1) mRNA O % H % F & PCREIC THHNLEZ, -
B+ ACTH BJE % ELISA {EIWC CTHIE L2, M3EAIIZ X 5 cyclic adenosine
monophosphate response element-binding protein(CREB) K& U8 extracellular
signal-related kinases (ERK), Akt ® U » [#{k % Western blot {2 THEM L 72, #E W
T. WST-8 {2 L v iilatEsE o &4k %=, DNA fragmentation OB HIZ IV TR F—
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ANOVA % v, 5| & #i & Fisher’s PLSD post-hoc test #1772 >72, P<0.06 %% -
THEE LI,

£, AtT-20fifld 2 X — R~ U R TP L, CCT018159 &Gt L WK 5D H O
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AtT-20 fIfEIZ BT, Hsp90 FHEAI TH 5 17-AAG ¥ CCT018159 & 512 LV |
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