P It 5¢

BExXc—19

N H |

FIZHREHER REHREHDE) HARAREBES
VRk 25 4F 6 5 6 AEBIE

HERES : 24303

MEER - HFEHE (B)

T HARE - 2010~2012

EREES - 22791489

EREBEL (F1X)  Lo-MYC = o R RN =HIILAREED Chemoprevention

MEEEL (EX) Chemoprevention for prostate cancer using Lo-MYC mice

MEREKE
EH iz (Iwata Tsuyoshi)
REFILERKE - EEMEE - B
MEEES : 00552209

MR OB EE (Fn30) -
MYC = 7 2134 4 8 T prostatic intraepithelial neoplasia (PIN) Z4= U . A% 1 4 CHII

SHEAE AR U D T L a R Lo, C-MYC B H X PIN O 4 & FEIZ &% B L C-MYC
DOEBB DA IR Z PINNEBITS 2D+ THODLI ENRBI N
o BHEBICRARICIT C-MYCEBAORIAN —KHICIKTL., 208 F OGS
BB L, EL Nkx3. ITEHICHODWTIEMCEAORER L IXTHOMKE R L,
BBEICEIDBERE LD FEDFNA D =X LOMHA ISR N DMAEE T,
MYC = v7 21341 4 T prostatic intraepithelial neoplasia (PIN) Z#4 U . A% 1 4= CHI.
A U5 2 & AR LTz, C-MYC 2 1 PIN D384 & [RIRHT @B L C-MYC 0 mFEBLAH
SRR A PIN ~EBATSED OIS ThH 2 LR Stz BB /2 DIRIC L C-IYe
BHOFEBN—RFRITRT L, ZOBRHBNEHEBL LIz, £/, Nkx3. 1 BEIZDOWTIIMYC EH
DFBLE T OBIREZ R U, IO D MR 0 T TR A J1 = X L OREINZ D725 % A5
TR,

WFFER R OBEEE (3530) -
We verified that MYC mice develop PIN and early prostate cancer that resemble the human

disease. Our new data show: (i) C-MYC appears to be sufficient to morphologically transform
prostate cells into PIN; (ii) C-MYC protein is decreased and Nkx3.1 protein is increased
transiently during invasion; (iii) inflammatory cell infiltrates accompany the development and
progression of PIN to prostate cancer. These results validate the MYC mouse to model early
human prostate cancer and reveal complex dynamics of C-MYC and Nkx3.1 protein

expression and inflammation during disease progression.
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