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Prostate cancer and androgen receptor
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LNCaPHifaC7 » Fuf Ak h BAkEsh s
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ARDBES T 2BMRICHT 2 5EDBESEH
WO BEFEOMMIZIELH-RHT = A b
antiandrogen # fif- 1 3 % combined androgen blockade
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FAH: U5 &, antiandrogen3E7:17 T4 {, DHEADS
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Iyase HSD1TB3

| hydrowpase o
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S 200, COMETHERT 20045 4+ 5
WD D (146).
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