Protein Tyrosine Phosphatase [C & % &K it BT AR FEAE BE D Hll (B8 48

AIIRERARDRRAD T —IDVEDTHLIEZERMDOEG L TOERKFICOVTIEZDEMEDAE
BAICIZE > TWLWELDAIRIRTH 5. Heterogeneity DEWKRIEETHIRILIFETE T 5 < [THEH
DT FIVEERBRERALGREECHNLTHEERA LG OHBERBELTEY . TORBHNTI LTy
FAOME R DRILREOEF ZHEA T TODI LD LHERISIND, dTEFOS X F—F (TK) 1£%L<
DEMEE TTOME - REEENMONTE Y. HIZIEEE TIE HER-2 MNBRICEEE - JARICRAE L
Ly molecule & LTHEILESNTLVS, —7A. BILIREICE TS HER-2 DEEE. TOERFERICEAL T
controversial R EHHBH. U VEEIEDEMMAT > FOY UIHKFHEHEISE<EAHL > TSI L EX
BT H5mENZSHBESIATLS, COFOL V) UBREZAICHEHT 52%EZES51500 1 DH3FO
DURRT7A—E (PTP) THBHH. TKIZLHET 5 & T DFMIETRAG AN S LY, FH 4 LNCaP BHE®D
cell mode! FAWLTHIZLIRFEM PTP TH HMIBELELMEAR S T 7 2 —+t (cPACP) D RERIEEI Z fEHT L 1=,
9B &, LNCaP subline ETILIZH (T BRI S U site-directed mutagenesis MFER A 5. cPACP
(FHER-2 #HBELLTINZERY VEBIEL. S SICZDOTHRD ERK/MAPK signaling e 5 &IT&
UMBEE MG T2 EDNHBA LIz, F-N&IEHEIZ, cPAcP O FEBEHH (X HER-2 D
hyperphosphorylation Z#&#2 L. ERK/MAPK O;EMHAEIZ & U MIRIIBIEIRE S 5 C L ABRE SN f=, LNCaP
C-81 cell xenograft ZRLV\=EERTH cPAcP cDNA MIEBRRSIC & Y IEREMFIAE Z 5 Z & A HER
ff-, &£ MRATIZARIEZARBI D cPAcP RIIDREMBFHIRET TH. cPAP (T high grade FEEBTOFRIM
FEICETLTHY. HMRBELOFBEEANA Nz, LULEDFERM S, cPACP (X HER-2 %4 L f=RIILAR
EHEOT Y O UHREHIBEZAICHET 500 LBV EDDEE L molecule EEZ bR, &
BENMMAINIIREOERKEFOVLGC L —EEES-TWSEEA DN D,

Active
HER2 WORKING HYPOTHESIS

1| —— wvector
1| 7"~ WT PACP cDNA

Vec ‘

PY317 Lsache

\

| cDNA
injection

WT cPACP fo o
ERK1/2 ——— | AR ‘_‘:l i.

Tumor Growth (Ratio)
[l L] w E-Y L%, B -]

0 1 2 3 4 5 6
Weeks after intratumoral injection
*p<0.05, **p<0.01, ***p<0.001

Andrcngen-md;pendent cell proliferation

SERX

Igawa T: Role of protein phosphatases in genitourinary cancers. Int J Urol 24: 16-24, 2017
Igawa T, Lin FF, Rao P, Lin MF* : Suppression of LNCaP prostate cancer xenograft tumors by a
prostate-specific protein tyrosine phosphatase, prostatic acid phosphatase. Prostate 55(4) :
247 - 258, 2003



