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MDM2 gene amplification in colorectal cancer is
associated with disease progression at the primary site,
but inversely correlated with distant metastasis.
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MDM2 gene amplification in colorectal cancer is associated with disease progression at
the primary site, but inversely correlated with distant metastasis.
CRIBFEZ 1T 2 MDM2 85 1 HAR I LR FEERAL T OHEITIC G- % 78,
EIRERRE & TWHARE LTV D)
F=F3C : https'//doi.org/10.1002/gce.20774

L. ¥

BHEICBIT D 3 KIERIL, 2018 FFEATEE DKL D & FEMH AW, LRE
EREDIAL 72> TR, 1981 FELUEEMEFEM PR D 1L L 72> TS, 2TH
RGO B L O CEII T LIITELIEML TR Y, BN 2 =R A
KRG 2 —OREHT L D &, KRG OREEIT 2017 F20 RO T 1AL,
FECHUT 2018 FHFE AT E 2/ H &R oT7e.

TP53 BixFITEMHEIE D 1 > TH Y, MiaEWiELE, 7HR F— %, DNABIEIZ
AR L, BIHLEMEZAMERT 5 T ORREE ZH > T D RIGFEOFAIIE, ATERE
2L U CRIEZ R TN 38 E9 % adenoma carcinoma sequence it 23 V), RIEAHER L
lztk, TP53 BInTDRFPEZ VM~ E 2T D L Vbind. TP53 Bin AR
K E D 50% TR B, U 7 ViE F 7213 BRI L TV 5 (Tacopetta et al.,,
2003 ; Russo et al., 2005). MDM2 i&{x113, TP53 & {n{ OB MfIAICTHE S 5.
MDM2 2 X % p53 ojfilix, MDM2 ® E3 =& %F U H—BiEMEE I Liz phbd D7 1
TT Y — AR TORE, pb3 X /XY D N-KIHANIALE 3 2 B GIE AL SEI B
fEE LT phd DIRERT-& L TOIEEEZILET 2500 2 oBMEIN TN D
(Karni-Schmidt et al., 2016 ; Wade et al., 2013 ; Momand et al., 1992) .

MDM2 OiagPEEIZ LV, TP53 Bin FDERIZL 572 < TH pb3 BERENANIE(L S 41,
FEALIZAE O < WTREME 2 Fe i3 A AFZE3 T CICRE SN TE Y (Wu X et al., 1993 ; Haupt
Y et al.,, 1997), KIFEE 2V TiX Forslund et al. (2008) X K5 HEE D 9% 72 MDM2
Bl FHEEZ R L, £AT— U2 MDM2 B iR & ARICHE L T, SdE L.
¥ 7 MDM2 #&{xFO—aEkd SNPs (1 HEEZA) 75, KD U 2 7 8Nk L ORH
FIE LB L T D Z L AT 22 B % (Bond et al., 2006). il Tl AFECHIER
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HIZERIC L0 BIA 2L L BER H D L STk Y (Ho et al., 2005), HAADKGHEIC
F1F 5 MDM2 Bin g O EEM: 2 S OIS T Do OICARBRZ LR LT,

2. EBRMELL HIkE

FI T2 211 o KIGERREZ W, &Y 7% 4 2 PCR 8 L Fluorescent
In Situ Hybridization (FISH) # i\ T MDM2 &1z 1 H#4iF % 274 L 7. Loop-Hybrid
Mobility Shift Assay (LH-MS)( Matsukuma et al, 2006) % i\ > T, MDM2 #&f{s+ 0
SNP309 M 2 fiftfr L7z, JeATHIZEIC L0 fERAE H T D TPS3 Bin F AR LT
KRAS Z£R. L &5b¥ T, KW THRE E OB Z i LTz,

3. HER

MDM2 &5 HE I35 O 8%(16/211) CTBIZE E #17=. Dukes 77%RH A & B &7
B BEL, il CREL 2tk LT3 G, RBIEITIZME > C MDM2 B 15 1R 0 %8 A4
DAHBIZHM L (p=0.025). L2 LWl D BB 21T MDM2 (151 HEiRiE 1%
WO BT, MEHICHEEENED b (p=0.043).

o B —Hd 4.12~8.24 O TH 7=, FISH OfE R MDM2 i#fs 1 OHIMEN 12 &
Jeta KON & BHE4 5 Z L AVRIR SNz, MDM2 @i FHEEO A L U v Hifimg <o
WA, F IR 2 & et OERARIRER AR - & OBSEITIR O 720 > 2. MDM2
BAR TR O H HE1C L 2 KGR ERE OREFRITH BERAZITRD bi/gro7z. MDM2
B SNP309 2RI KHE DV A7, F 213 Lo BERFBELEIA 1OV &
BB L7205 72, pb3 I & » THHETI 45 p21 3 L ONBAX A e a |z X 0 314 L7223,
TP53 xR O A HE £ 7213 MDM2 & s IR & ORI eho 7.

4. BE

MDM2 s FHER I RPTIC 361 2 I O HhEE R T A FIC@ < — 5T, gz at
BRI O FANT I I AIN/ER T 2 ATREME R S 472, Forslund et al. (2008) O#is & 1%
7228, WTHE S (2008) JEKGHEIZ 51T MDM2 mRNA FH AT & WiHB 3 2 & W
HLTRY, AEEOERNEEL TWDaRetEs d 5. MDM2 EfFEEIL, LA
(Lukas et al., 2001 ; Hori et al., 2002), FE/INlifafiizs A (Higashiyama et al., 1997)
3 L OB E(Polsky et al., 200128 W\ Tl EAF 72 T4 & BI#T 5 2 & 3 ST
W5, KIBEIZEIT S MDM2 OEFREZW LI T 5720121, F—M{KIZEHIT 5 MDM2
B & mRNA, BLOEAERAL VOSSR LFHEALETHS.
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