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Osteosarcoma is the most common primary solid tumor of bone, which can be characterized
by a high level of genetic instability and rarely resistanct to conventional treatments. This
study focused on the chromosome aberrations and the changes of gene expressions
influencing on the specific tumor site, the histopathological subtypes, and the prognosis.
We hypothesized that the DNA copy number changes in the domain of chromosomal
instability may be related to the tumorigenesis of osteosarcoma. The chromosomal
instabilities of osteosarcoma were studied using the array CGH method for each age and
location. We identified that there were more DNA deletion in extremities patients than in
trunk patients. We detected several gene regions which may lead to different biological
tumorigenic process between young and elderly patients.

AT TERE
(SFEHANL 0 1)
[ERES T ¢ eSS & Bt

2008 4EJ# 2,400,000 720,000 3,120,000
2009 4E 3,600,000 1,080,000 4,680,000
2010 4EJE 1,500,000 450,000 1,950,000

AR

AR
woEk 7,500,000 2,250,000 9,750,000

s e
BB ONFL - Ml SMEHREIKEEY: - BIARLE



F—U—F:BRE 7L+ CGH

1. BRFEBRAA S A O 5

(1) BHET 10 mRICRIET D Z &2 5K
HZVD, @ I RIE L MOy
Hi &t EAERIE OE WIE LU A3 %
VDI LT, s FEIE OB AR LB AR5 1
WAETDHZENZN, I HIT 40 UT &
EF) L4050l E (EiE) THRETLTH,
40 5% LA T DU B8 25 451 ~C i e Al o Jisz o A3
ML AEMTHED R THDLDIZK LT,

BB TITBZMENIEFIZZ LS, EMm T
HLARRTHD (K1) ,

17 = YIT

{E_*i',ﬁ 1 + 4 + + O/E
o

B4 ]

2 oIT

0

O M 4 e @ 10 1 U 10
1. BREDREAETE
Y/T: B4 - (K, Y/EF - D),
O/T : i - 1K

FAEE L @ ERIEO T AIE, & 25T
[ & BRI A OB RAIEITE S FRIICE U
b DONE D DT E PIESE B OV 2 12
LEICE > TREREMTH D, WEDHER

T, B WO A FF R IR ARG AR A L
RNEDHENDY | BOEDOKBMET ¥~
A X Rar bu—AERBRICB N T, 2
D ST o T2 F A & AT AL B RE O LY A
Y EATO, BRI ZE O Rk RO A

(histologic response) TRARAERPEGS
NIZM, RAEFRITITBEE LRV LW I i
INFEF ST, ElnE R R R b L
T, EBHEDFRIEZIT>TNDHD, &mF

O/E : il + DU,

WCEIWER Z A0l TV 5, il icx+ 51k
FIREE R FEHE LRFEOHETITI & L)
RDHMITEZ D> TR0,
(2) —J7, BetalfR L EM %~ sk ChE
BB 54 5 DNA O = v —$ o B
CEERICEE L TWD B X b TS,
Z ZCE IR 3V T HSE A R O 8 E AL
DEVI X D EER O R 728 VW B
F LUV TOMIEIZL DD TR E N
It A DNA MIERE, == Xx7 47
Z, RNA, # /37 58 % BRI %
CETHLMILIEWEEZT, BRBEDOR
EHLEREOREOEND A =X L%
RT3 5720, BAEOY RN EMEICD
WTCTHHEL, 74 CGH iEZHWT, £
LR LB REOE WA 50T 5,

2. WHIEOHK

7 LA CGHEZ AW CTH REDO YR A2
EMEZ R A RO L, BEE L il
FHOWWAEITH Z LT, BHEORAFL -
FRELA AR 007208 OB X O R R s &
FIETRFACOWTHLNCT D Z L2 BN

L5,

3. WDk

(DDNA— &g ER T Ot . 7 VA4 CGH%
W THRT 21T > 72, 19875 20064F £ T
(2, HHiER I TR 21T - 728980141 D P IE
S 2 R &+ 5, TR AERERIL606], B
BEFAEIEFNI200 CTH D, ZD D5, 405%kLL
FOEEIIERESH] (44-T45%) . 40i%LL F D
FAERIERESH] (10-255%) Zxi% e Lz, £
7o, TUEEFEAE (8f) | AR (8B) 124y
FE UMM 24T o 7= TR LA AT ER B L |
HREIRAE L T 5 H R IERLRR ) 5 DNAZ fif



H L. Agilentft#l~1 7 07 LA CGH Tfi#
Wra1T > 7, YR8k D gain, lossiZ DWW T
i, AN MRET 21T > 72, fi#HTIZCGH
Analytics 3.4Y 7 FU =T W TITo T,
@fRHTHE R : 7 LA CGH TR bR 5
DNA = " —# D24, Al ERALR1 (R,
PUIED) (& DRI ZE RS R S L I ET L
Too Flo, BER L ZOEBICHFET D
microRNAIZ DWW THiET L7,

4. WFZERR

(1) DNA—WHME R E O« 7 L+ CGHI%
Z N CB RIE O Ye AR iE M & e e
ZRM U, 612, MR Fn, SRR
FHAATUVN, R L Sl O LY R T
(LR DE & R AT REME & Fr O D BB
TR E R L., %7 LA TRtSh
aberrationfEI DOV EIL, HH4E - DLUEHE
(Y/E):165.5, Hi4F « (REHFE(Y/T):44, wilih -
VUIEHF(O/E):63.75, Fiffit « (REREE(O/T)64.75
Thote, (1) MBZAER T, FHEE
DM EnE X Y aberrationfEik & 2% < 7D
Too FTAEFERAGNI N TITARGIES] T
aberrationfEI 2 W EIER] K 0 D72 o T,
IS DB A Dgain, lossiZ OV TR
LTS, IRERFE AR L 0 DU A oD 5
TlossfElk % % < BTz, 7=, HFEHIT
aberration 3%\ W MEAIZH o 7o, BEEIZDT
-5 CgainZ B 7= DiX6p12-23, 4ql37¢ &,
lossD7EkIF4928, 139317 ETh-7=, =
O DOFERITA F TG SN TBRED Y
BRER LR TH oo, EAHITIE, MU
BECgain : 21q, 8q , loss: 12q14, SpZild,
K Cldgain : 12q13, 20p12, 13q13.
loss : 492872 K A7 872, K2 M - FBALKI
DFRBEN (gain>2, loss<1) 50%LL_EDIE
¢ H B L 7= aberration ik 2 7797,

A

F 1. - SALNC I T D aberrationfEii

BT LA THRHE SN =Aberration B8 D £
A1-10T_control sample =38

A2-20T _control sample =74

A3-30T _control sample =133

A4-40T control sample =14

A9-1YE_control sample =153
A10-2YE_control sample =296
A11-3YE_control sample =167
A12-4YE_control sample =46
A13-10E_control sample =130
A14-20E_control sample =7
A15-30E_control sample =51
A16-40E_control sample =67

(2) DNA®gain, loss#lk(Z 774£ 9 % micro
RNAIZOWTHFI L7 & 2 A DNA=Z B —¥
OB e~ lossFIKIZAFAET 5
microRNANRZ W\ Z L3 bhroTz (FR3)
Z 5 DlossHll z FEI T 45 2 & TF

WIEIZ 3517 5 DNAD K K & microRNAD B 5-
% *ﬁﬁﬂ-m He VC“ &) é o
A L >
2. Fiin - TN T DHE DLW
3 A
aberrationfgik
Chr p Gene Names
chrl 1.12E-13|CLSTN1
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