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Molecular landscape of copy number alterations and genetic mutations in high—grade
serous adenocarcinoma of the ovary
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—RENED D FRENLT ) AORZEHIZ LV FESIT o TWs . EbEssE iy
J DD REEMIT L BREN 2 2 DO FREENEORAE, HERIZEE L QO 2FER
HONTEBY, REKL~VOREZ R E +5 chromosomal instability (CIN) &~
2 aYT I A MEBROREZRHE ST 5 nicorsatellite instability (MIN) IZKBISH
%. Copy number alteration (CAN) IX&¥f AL ~Ld DNA o bB°—¥EETHY, CIN
BRETDHT ) ABEO—DLEZ LN TND,

HER AR T X IP B O Ol b SEE A3\ VR AL ©, AMFEEMENE L, FER
B L SNTCWD, pb3 BRNEL, MSICBRAF ZEITENTEEbh TN A5,
FENIEE & i U C, SRR XA B L~V TCORE R ZNW T LR TFRIND D, FE
SEENT S FRBRBITA LN SN TE 5T, RS-0 FRE DL ST
AR
PREIEIZ BT BB FEFIZ OV T, gain TiX 8q, 3q, 20g, 1q, loss it 4q, 16g, 17q,
229 WENE SN TS, PEREOEMICE > TETFHRRAER FL2D 95 0o #H
HEHINTWER, —EDORMIFELNLTORVORERIRTHD. F7=, ONLOH IZDW\WT
ITE & A ERED 2.

A[E1FR 4 1T CNA fi#AT 2 VO CONBASERMERRIE I B 1T D R L~ VO BE 2R L, ¥
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0. #FFERtER 6 05

A TFERKFEER AR EE R COBIBIBR & - IS e BA EE SR RS 30 7] Zxt5:
& L7z, 2 TOREIZWCTHEIBRMER X v a0 25 <~ BRI L, BREOBEHEIC
THEZHEEE L7~ BEESH-EBRE L Y DNA ZHhH L7-. DNA 2% LT, SNParray
Z F\V 7z ONA fi##fr 24T - 72. I1lumina Human CytoSNP-12 Bead Chip %\, #fafka
—EHENN (Gain), Heffko v°—Eddi (Loss of heterozygosity, LOH) R UM {KHENN
P72 NEAMER (copy neutral LOH, CNLOH) ZHaH L7-. S AGEEICKIT S
FOCNASEZEH L, FREEEEO DNA YA X0z LhERET L.
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1. ISR BT 57 ) AEH

IRELSERMERRE 30 FEFICINT, 77 AR TO CNA BE OBEDOFH1T 450 #C,
gain CIT ¥ 210 B (&GP : 63-424), LOH TiX 118 & (&P : 0-254), CN-LOH Ci 122
& (#EPH : 12-451) Th-o7z.
Gain “CiZ 60% LA_EDEF] CRF 25 H S 7= fEIEIE 8923. 3, 8q24. 22, 8g24. 13, 8q23. 2,
3026.2, 8q24.21, 3q26.31-26.32, 3q26.1, 8q24.3, 8q24.2, 8q24.11-24.12, 3q25. 33,
8q23.1, 8q22.1, 1q43, 3q26.33-27.2, 3q25.2-25.32, 8q2l.11, 20ql3.33 T -7z,
LOH TiX 40%LL EORER) CRE S S -8 T 5q13. 1-13. 2, 4g22. 3-24, 5ql2. 3,
4922.2, 5q13, 5q12.1-12.2, 8p2l.3-22, 1lpl5.4, 16q22.2-23.1, 22q13.31 ThH-olz.
CN-LOH Cid 17¢25.1-25.2, 17q25.3, 17q24.3, 17q24.2, 17q21.33-22, 17¢23.1-24.1,
17q21. 32, 17q21.31, 17ql2-21.2, 17pl13.1-13.3, 17qll.2, 17pl2 T -7z,
2. JREARERMERRIE B ) Dl m F B DT

TP53 ZEEIZDUNTIL 20 JEF] (66.7%) THEETHo7-. PIK3CA ZEiL 1 fERF] (3.3%),
KRAS 25213 2 JEB (6. 7%), BRAF ZEIIZRD Hiviehroiz.
3. DNERHERMERRERIC BT D p53 & CNA DRI

TP53 25 BIER] 20 FIZRVNT, TP53 BImFDFEETHh 5 17pl3. 1 @ CNA IZ-DW T, 10
5] (50.0%) 2SLOH, 9 (45%) %3 CN-LOH, 11 (5%) 75 gain Tdh-o7z.
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WHFZERERF] 30 FEFID 5 5, U L /_EERRBIC OV T UV NEIERENT OIVERFNL 19 fE
Bl cCholz. (EDOHLTHINY L EEBEETH o7, ) 19 FEFIT CNA DFEE CHREt %
1Tol=. VU EEBOFEIZRBV T, (NA HEOEEZENZRD bIL-fEHIT Gain TiX
6ql6. 3, 6ql6.2, 6q22.31, 8qll.21, 16pl3.2, CN-LOH TiZ 9922.33, 9q22.1, 9q21. 33,
9922. 32, 9q22.31, 9q22.2, LOH TIIABZED & 5 HEEITERD -7z,
5. p53 BR DA L YR BT A ADER

p53 BBHER] Tl Gain 123V VT, 4 ONA FEIS DTS p53 FabE fEF] L 0 BALIC K E o
7.
6. U/ \EERBOF M & e lf R a1 2@%5'%

U o EEERS S MERER] T I CN-LOH 128V NT, 4 ONA FEI ORI U o/ EhitnigfatthiE
) X 0 EAIZ K E Dy o T,

V. & &
HGSC G135 < @ CNA 23388 HAL7=. HGSC DIRER TR, HER - 51213 ONA N B
HLTWAENRRIN.
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RORE, R, ERBBRICRNT, REARE (chromosomal instability[CIN]) [IEZ/Rf%
B2/ LW, 5, CINORIEL LT, 2RERDDNA 2 B —HOREZHHT 5 copy number
alteration (CNA) FEATANER SN TW5. AWFEO BRI, IEEERAUEREIRE HGSA) @
CNA BT AATV, BRI S T 5 2 210 D, S ISNBHIIRR S vz HGSAS0 ¢
v, BREBEE R I CHEE L7 RREEIVE) 5 DNA 24 L, SNP array ¥57C CNAMEHT L7z, CONA
IR o N (gain), = E—EGED LOH), &5\ Ndo = ba b\ E s TR
DiEiEk (CN-LOH) 124338 L, SRS DNA V1 AT b RET Lz, ZOREE, HGSA D CIN & L
T 450 {EOD CNA EF RN DAL, CNA DF A T HIFEELIE gain210 &, LOH118 &, CN-LOH122
AT otz Vo BB OFENNILE Uiz & 25, EBHHIC gain OFBENEEIE ER
73 5 BEIE, ON-LOH OSAEESEENCE GERDS 6 ST FTEL, ON-LOH B DA ROMFAEEICE
Dyotz. Eiz, pb3 EREIMEFITRRMEE X v & CNA FEIROD YA ZAOMFS BB R L.

AFRSTIE, JNELHGSA \Z1F 5 ONA DFRRZFAL M L, B TRNCRIT 5 ONA fiffTOE S, BX
p53 R & ONA OBRE R LIBERHE LB 2 bd. FUAMET 7SI ThH 5.
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HGSA DEFRFFERFHIRHY, (NA OFEZELFHIE, T— XTI AHEHFIFE EROMRR
IZOWTRIIZITY, HOeEE S, AT A FREA L QD EBER D, £, i
ORI Tz~ T, BIE5 - WIEEOWIERIEITEN T L 2HER LT
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