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Low-androgen-sensitive LNCaP-E9 cells and androgen-independent AIDL cells were
established from androgen receptor-positive prostate cancer LNCaP cells. Androgen
receptor was expressed in LNCaP-E9 and AIDL cells. Low androgen sensitivity in
LNCaP-E9 cells was associated with reduced Akt phosphorylation. W741C and T877A
mutations were found in AIDL cells and the mutations may explain the androgen
resistance of AIDL cells.
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LNCaP #lfuds X OY LNCaP-E9 #lfi, 10%FBS
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(Invitrogen f£) ZHW, It~ o k=
WZHE»> TIT- 7. flil L7z total RNA %
SuperScriptiZ & 5 —A&4$H complementary
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RT-PCR I%, & HHUESFRR T 74 ~—%
VYT SYBR Premix Ex Taq (& 1 F /34 44k)
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1%, lipofectamine2000 (Invitrogen £1)
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