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» OBI-3424 efficacy evaluation in human hepatoma cell line, HepG2-GFP, derived xenograft response to tumors as determined by lymphocyte immunophenotyping
(CDX) orthotopic tumor model in Balb/c nude mice (Figure 5)
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AIPCa, androgen-independent prostate cancer (bone marrow metastases); CRPC, castrate-resistant prostate cancer; mRNA, messenger RNA; PR, primary;
RT-PCR, reverse transcription polymerase chain reaction
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