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iz, HEIHIRFToH 5 EZH2 Z iR BLT 2 BEfI BRI R R ARICTHR AR TH -
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BHRFERIEN L D LRI EICHE B R ETRO R o T2, BRERKE 14 FORIBIZECHEM. LK
{bA= Dk, Ki67, pb3, 8-0HIG DIEBUK T % WLz, HHKELD RNA fi#HT CHREE% apoptosis 35 LY
oncogene BEIEIR TIZBWTHIE S L ITK IO v,

WF7EE 4 3 & OFT B ik
WHFeH 4 AT it i s L OV Sy AT IERRE
o R AR ROPRFEER % B IERERE P ORI & BRI IS K D TRITEOHENT
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valE 52 RORZPEFE Bz PHIE T M OFHE &~ Y 2837 2 —FHROMH]

@M RE R REERREEZEE BhER BRI VB -T2 H, pylori U 7 F 2 DBA%E
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FR B9~ 2 723D O BE AR & 18 = ARIK] 1~ 0 [ 1 20> & FERRE) |
BRIIRME 21T 9 L L BT 7 F o OB A2 L T
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2 WEFIE
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Wit 2 B _ERGHRaN TR S & BRI LRGN S 7
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ENZ BV TERIR S BIERR D cagd RO 2 E L /T ¥
TR QWK Cagh D434 & B OB Z M5t 5, ©
+ZHRBEER LOHEBERFEICB W T cagd BIE 11
1& - CagA fii & SHP-2 BEA L L, H B OfERK F £
A5, @IVE NN H 3 2Bk L H LR &
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nanosphere {22 —7 ¢ 7 L. Iml FUTEEERKS % 50
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ST+ HENEEG SR & B TRRIZ 3ED TPUs 23 & V) |
ZOFTXTHRE—OMEEEFD, 1 ROAD 445D TPMs
(Y-894, Y-913, Y-949, Y-1003) %Ff-> T\ /=, T72b
b, Fui ) UBREEF—7 & X ORDE G
+ ZHEES & B CREAIC B L T\ e, BERE
B E O ZHRIHBRSGRIC I T, S TERE% 0 AGS il
PICHRA S 72 CagA B H B L OSSHP-2 &2 fiffT L7= & 2
AWTHH BRI 2T 2R o 72, + HE A H Rk
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B2 0 RIEFT RAZ b ECEE N 2 BTz, i pylori
BERERTIC, RYU 7 F o ORGP AT > 72T, YL
WX TEEESEH (T1%) TRO LN,
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