BERASIATSAISIRERSHRE

-, %
CHT T4 lges = 5, Wi Ao 310022)

OB TR S R SO R B AR TR TS IR A6 R R (H e ) e R2
PRS0 I TR i, UL AR R, B AT IR o 4 At A ) 1 5% 00 i e A L T X T 2 MM R A
BRI R IR B R T TS IR O BE A T 2 O, IR R ATAT SR C 4 o 7O HR R B R AR |
Wi R A 5 A0 6 T AT i 8 S8R 2 A P R o 75 P S T AR 7 3R 9T 5 SRR P i
G BRI DI R T — S BT AL

SEBRIA . il 9 N 5 ORI 1 5 EE DAY ME R B2 A R

HESES R737.25 X EfFRIRAG A X EHS :1004-0242(2015)07-0581-08
doi:10.11735/j.issn.1004-0242.2015.07.A010

Research Progress in Oncolytic Adenoviral Therapy for
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Abstract ; Prostate cancer has increased rapidly in China. Patients with prostate cancer can be cu-
rative only in early stage. At present,no curative management for advanced or metastatic disease is
available. Recently,oncolytic adenoviruses which can able to replicate in and lysis cancer cells
while sparing normal cells,have been reported in the treatment of prostate cancer,Preclinical
studies have demonstrated its potent oncolysis efficiency, antitumor effect and its safety. Combina-
tion therapy of adenovirus and radio- or chemo- therapy for prostate cancer has also been reported.
Key words : prostate cancer;oncolytic adenovirus;gene therapy;androgen receptor;castration resistant
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