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E R S E AR AR B R LIEE, HH P E N

HERE i 9090 BA 1-[V2L, eyt R AR R AE DAY LL
BilsEK, 2018 43 EG T PiE] 63230 i, 1fi 2012 4
47130 231, TE3EME, PRS2 IG RIS SR EE 22 A G
ARSI 2 — S KB IR RS 2 AL G, AL
AR 60 1, SRIM, FE 14% [ W 4agsniid ), Kk
SHRARERARETT SRR, 1EdER 20 £, EERETS
B KB, FE R B 1Y S AR AE R B AN
B WImANIE. BeoR s IR T 7 5 B S8 54 B R >95%,
B2 e R B MRS, RBE Y S AR R E R, R
R EE N 69%, ILAHERBEE N 17%00, RZHFEN
FEge 2 WOR MR, SR T — S8 % MR pi 9] 3 2 B e i
(Mismatch repair , MMR) BERIIRZR IR gl Hfg
TENBREME NS FRERAEDT: (1) SulkHF4H
FHRRG; (2) EACKHRNEEN; (3) BKEHPNATH
MEIATT o ASCH,  BRATT I PR A TSR VAT EHER 231 RFAIE
MRS, TR S MRFIAYT R

BRI FERRENRIES X

B FENBRERHSEST, 2 19834F 1 Bokhman
FRHA, AR EFIRRMEENE, K5 NERE 1R
ITRA02], JRAE, 5 PN A A G 43 SR BRI T 25
53R GETRMASAIFIZEE) o NI ARG & E
W NTTARSIE I & IR KX 5y, RER L
B AL &8,

TR A T4 (World Health Organization, WHO)
IRRGE, FENBRERIHAGAR NI RER: FENE
FE JRIRME, BRI, TR SR R A TR,
RIS, SRR G —5 0 0N i, K
i) |« ROUERR MU, B SR ERNTE
PSR TR P o AR BLE . B2 oREE T WHO %5}
KA B IR Y ) KA FIEE R R I
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R1. FENBREARFIHE

FERTEAE RER N T 5 P B o JUH - P R AT B WA
ARID1A,PTEN,KRAS, ARID1A,PTEN,KRAS, TP53,FBXW7, CNNB1, TP53,
SEAS LA PIK3CA, CTNNB1, PIK3CA, CTNNB1,MLH1, HER2,p16 PTEN,
MLH1,MSH2,MSHS, MSH2, MSH6, PMS2, ARID1A,
PMS2 TP53 PIK3CA
TCGA%EH 7 POLE#IZRAE, MSIHE POLEEZRAS, MSIER [SEAILd N
THBEE R 54 I DL . EE I

ARID1A: EFATXZEHIH1A; CCNE: EHBEl; CTNNB1: B-catenin-1; FBXW7:F-&/WDEE-2FHA7; HER2: \ERELEK
EF=Z{42; KRAS: KirstenkRREREREIEMERERE; MLHT: mutLEE#1; MSH2: mutSELEYI2; MSH6: mutSEELI6;
MSI: T EFRIRTE; PIK3CA: BiBsELANES-4,5_HiES3-%EE; PMS2: PMS1EIEY2; PTEN: TRiECHAELEEFIKERIEYD; TP53:

AR AR HURS3.

TENEMATENERE (Endometrioid Endometrial
Carcinoma, EEC) GFrEF BN 70%~80% 141, Ji
R REEENFEER, 3% EEC @EERELN, &1
BB A OCFE T R 53 (1), PR SRR 25— WU
HGVER, SETAEFERBYERN 10%. EHA SEREN,
5 R A B AN (45% FIZRIRIERIZEIN A T
WIs IV ], T 1~2 R BB 9%) 06171, FHA
FEOZE R 2R R 5 B 5 IO AN 2 6%0018], 5 PN BOZE AR Z
ffusgs BA 1T B sRSEAE, BRI EE R, 5 FH
EHAR, WHEAAGREMET N, BUEED), X—RMREIE
HA T H BN 2 A U Aoy T RAER®:200, S
Jei, DARTRAR I B TR S8, S RO PRI RE i 7 2L
(21, % WHO R G0 H KA R &% E R AR g, {H
SRt L, e PRI R XSS K B AE AT S BT
B PR AR, R e I s R i PSR A T o AR T

[22-25]o

BRI FKNRRE

NG R T HRENBUSEE, FrIHTEIESH
FARMEENE Y5, R, HATK 2 KRGE RS 727
T PAS 26,271,

PY A Gz Mg AES, (FIRRISRERL.
3 P B ISR AT REME LS SRR MR ). iR TR
THUIERS, RWSGRIEE aRALT, TS 2 TBESMNR 3
P B SRR SR 7 122,280, BRI, T A O3 2R X 1
IRIGTT BAEERE, [FRE, SSORhE N G RIay7

PR SR ENBER AR, RE - HNHALGVEEE
B, A, 3 RFENBRAEEEA IR ENBEREN R
R, W cyclin D1 ERIA, HER2 (KRS, HEAIER
(REMEAZRHE,  WhELm A RIS Z AR RIS, 455
TR X 43 LG R SO B A ] RE R L 53 2RI IGT T
UES

FLUE IO Z B MG RN 22 S, SR EH0
(I PR LT AR — 3, FFRATE T B2 19 0 e e AR B
ML 5 IR H R PR AR0-34 RV SR ™ K8 IS Wb i ] B
ISR F I 225, (HRATRESE 2 MTNX — R, A, 5
NAHUER) 537 RAE T RER RIS TR — 801

N e UL 22 bREYIUN p53. PTEN, ER. PR K&H
HUA GBI T X ARREIER, 5 F 2R R-2H 7 5 AL
S FRHERBHE PSS — S e (RD . il +
BT IR T B R A AT REA B T X 43X
SLAALAVEIRIHOI R (B13) o ¥k, 2 FRIIEOR
HERE, BN —ARMIFEIR, AT IRE) 15 IR 25 5
T TR IR 07 R SRR G 7 RS
&, FEREAE ST E NS, MIHES S Fie
BOARRFERAET PIFR R, 298, TGN EIARfX L
BORLERR S W R R TS R3S,

RFRE
20134F, FiREKI4LA R (The Cancer Genome Atlas,
TCGA) WFEMERIRIE TR 373 il E PRI RRIL, AXIHif.
BOMREA N, X IHREE T RINEFIT . FHxdl
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Mismatch repair
deficlency

PPP2RTA
miutation

Ell. FERBEALAFENES TCGA SEMMXYE, HEE
TFERRENALAFER, XEMNEAER—MNERNHELT
$B, GEET. NEETFERBEFENRREEND 79
%5 POLEBRI(H. MSIERITH. = CN IELAFMEE CN TF4H,
TCGA RS riBRALRE. FEPYERIES LS. MUK SIES]
HFERERENEHD FESERHNTE. CCC, ERMMRE,;
CN,#0%; HG, E4&3; LG, {&&3]; MMMT, EHEES
HEEME; MSI, BEERRBEN; NA, FEH.

M. BRI IE (Copy Number, CN) 23,
FEABUFHI. TR MR PSS 2. AR
BT 4 FEARFERIGAR, AN SR 5 A BB -
POLE®BZRAZ (7%) . I EAFEE (Microsatellite Insta-
bility, MSD) /8% (28%) . 1K CN FEA /M TLEEE (39%)
FSRIRRE /i CN A (26%) [39], JXEE TCGA YERUFIFH G
5RO 25 2 BUAH OGO HL AT AP 45 NE BG4 T 3
—%52% (ED .

POLE @z WAL %5 2 DNA R&H ¢ (POLE) 4b
DIRBESMIBUR AR RGOS, RIS — A B 1 R A
(232X 106 533 /Mb) , POLE 52V 4 R IR m=k
PP E N, ABrE, RELTHB3 FrEm
PRI LRGBS, (BAE@s RN 1, TR e 7 gy
ToRFE REFHIEE KBS, H5HAMIE, —4l POLE %
B EPBELER T REFNAG, SRR
Bl E 2B T @GO AU, AR, BEEERR K
TP53 ZEARRHIER738],

MSI #2872 5T DNA MMR R4iHIH, £ TCGA Wf
P, KZE MST R EoRak & T8 801 &b i MLH1
mRNA FRIKRK, XEEREHMENRIERE, 5 POLE T4

FEL, MST YELH 1~3 2+ 5 RS 4. MST Y41/
W WHRA TR ARID5SB 2875, PTEN Z3ZSFIRSIEIEALAS -3 14
EERI%, B PIK3CA Ml PIK3R1135] FLIA 2825,

TCGA BRI T IR BB R I T 2 FORFEI 53
T4 : i CN YE4HAIE CN Y4, ik CN YE4H X Rt 1L
BRedl, iR —ERRglFE N, HREZ,
JUF AR (97.7%) MIRZHIRGREYE (75%) )&
T NP4, IX SRS CAI SRR e H A AR R A
FZCfR DNA REEEM—80-4, Sz, & CN SE4Mefe
4 Fpoy A G e 2214243,

PA B F AU 1 B B 43 FRAER AR HIIA IR,
TN AR PR S 4 53 150 84 5 A GBI PR I R ES &
7 kiR, R TCGA WHFHREE 11 B N 1 42 1 4>
T, AB1E B W X RO IE A R, 9T AR
R, 2 FaRRg P R R AU AT, AIEER
TR RU 4,

Leiden/Trans PORTEC #1 Vancouver/ProMisE t5

Leiden/Trans PORTEC 1 Vancouver/ProMisE W I5iff
FEPHE T AN LSS T T AR R AN T,

REXMITEFF IR T TCGA #5, HElEa
TH 2 FRZE, HRIEMSLIRES. POLE 5845, TP53 5848
/p53 FRIBMATHrF45r25144, PORTECHIREN T 4 1MHi)5
WHI: TP53 4848, MSI, POLE %48 DA N TR0 T30,
A S A ERRE T MMR HFEFRE, FIFH Sanger M
RGN POLE #mizeiplas,46], p53 41 5 HAth 3 ZMH L WG ER
72, POLE 82 TG Bebt 19,

AN, FENBERENEEES RS T H (ProMisE)
WS TE R B VIR AT 5 NS KS SRS R4 62 45 o i
B2, XA 74T MSH6 Fl PMS2 [ 5% 44U b A5
POLE W7 #1 p53 Syl ZUL AR, POLE YELH s
UGG, 1M p53 FHIIMERE RS, 1IX—4595 PORTEC
BF7EAE R4S, 40], FREIAR, TRAS RGNS ARA 1 2+ 20 W7 el
HF T B BRI 3 F4HIE

XLEFIE IR R TGRSO T FE N
JERPRRZABG, HlEEMRRES FREMAS, I
UEAAELAE 5 AR ERAR 5 R G 0 153 SO IR R M, £E RiTHE
PEIRRIRIEH, HE WEIIEIARX—FRA TGS 5 N
s RE TG,
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Carcinosarcoma
BESIRN  Rove

E2. FRA[FXRBNFENBERBIAGHRT (HXE £E) R, (A) FEREHEESRNAAEZERKNEPIZEIR
FRAERGE. MARES UEZENARMSNEZERRSREINNESEIFERNEFE. (B) ERNERFESHTE LR
EMRS. KEL, RIBERERINSEFERREOIFEHMmMEME, ARFE, XAHWEEMERRETEREFENRS
NS RANARBRIEM. (C) REMEESUARFMARELOIREWNRE. (D) EPAAMRENMERRTEHER,

E it E “FEER” £,

FERIREN RIS

ST RRAGHI R AN RS IO SRR, mi HthRE
RSN, A7 I RS IR 28 R AR EEIX LE 75 7k
1EIE N A B AT,

PapSEEK Kl iEAEFF-A& T B R e & i)
FUHAE B, ZCRISRI T T B s E s s
T FRBEEG_L B4R S H DNA, FEHssidmiumiicss, R
Pap R J@ H NRERR IR B PRI R TN L4050, PapSEEK
iRV ORY WP AR st g i I R[5 259 N el L IS R R =
FEe I R A R K B SR Rl DNA,  HE 2 AR A RE
T HLGUETHERGY, fERPINIBESRIER S (Proof-of-con-
cept study) HY, FIFHASMEFM)FAEF 5 PIRSUREIN HL
MR EIR AR AR R — MU & PTEN, PIK3CA. KRAS.
FBXW?7, CTNNB1. BRAF 1 TP53 % WL T 15 WA
UM ELE 12 DEEHSSBAE, IXR0 7 AR I A g
U RBUE 510 100% F1 41%, FEELEZIHR AR B,

TR N 5 22 55 E PRI R P SO PRV EORE 75 R4

= RS E (Taokill) 521, Tao il —F B PEUE L
H, PapSEEK Kl iE1E 3 — 2 20815 PRGSO LR S O AE
A, MM SEBERE ST, 1615 B FE S I IR 46k DNA
FEAR, ELERMIFEAAT Tao MIFEA AT T 18 BERIRYZEBAIAE
SR, 1 382 Bl ELECRIFE A, 819 KMURHE, 1 123 i
Tao MIFEAH 93% KrIBHE, L ECHIFT Tao MlFEASH R
B SR BLREAEAY, F28 PTEN. TP53. PIK3CA-
PIK3R1. CTNNB1. KRAS. FGFR2. POLE 1 PPP2R1A.

KRS )1 Bt — 18 PapSEEK Kl 72 BUE /R,
FERUEH AR 5 PR AN BL RS I P BRI
TrEfatd«,

INBEERIERATTER
FATF AT 153005 F RN C AP ARH W, JE4F
K, ZBUHT T E PSRRI THITS, Hrp—SE R
75 FDA a1k, 7P (25 S 1 5 VL A4 DNA,
AP U ANKIIREREREAT (F14)
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Serous Endometrial Cancer
ARID1A
TP53
CCNE1
Endometrioid Endometrial Cancer
ARID1A
TP53
CCNE1

El3. RRUNFENEHFENEENERRT, FERREENFENEHFERIHEIEEER (ARDIA. TP53. CCNE1) HY
FRNS FEEFRE. RSURREEFRGIFE TP53 KL/ CCNET L=y 18, MARIDIARENRAL R, TEFERERE
ER, WRETEFEIMRI, LUSAEN ARIDAT REAFHE, M TP53 REK CCNET ¥ IEF NRERMN, S—HRFENR—

TEfl. FEEEFRE (48) ; FEEEEENRE (B8) .

DA o7 B PR SR A T AR TR T T

RSy

R IBIEYT i TR 2 R 75 ISR B A 2R
A AR AN AR 22 A T I WIaTa T A AT R .
TR — WA AT o 1 PSSR P I T T ) S R PR
B3l, ARITNWIETRFERES 1 sk 2 5 PSR
. RIXERFI PR, ARG, ER/PR &IXEND
wIRyY W IIFERR; 281, ER/PR FIPERIEN M th Al GEXS
RN IBIaYT A RS, BT AR R Z A RIE 5167
RN [ ISR 2 AR FLIR IR AR B, A A B A Rt &
NWIETTIIRL, UEAh, ESR1 (4if% ER alpha IYEER) 19
SR G L AIES TS T2 O REETE IR P i i6y 7 I 2541,
RN el =g [ ET Sl P

$EMHER2/Neu

ERBB2 JEFERY 18 M Hogwtd 5 F1 (HER2/Neu) AR
R FERRIEE T ENE, RIS RIFERE, HAfiE
FEWRFR I 22 2k B pi 2 —Fbt HER2/Neu M AJRMERADL, &
HEE., HRMEGE R ERIR I R UG S 002,
WOk, — T2 ATUAL i P REATL LD R IR 2 R (A2
B FERI A ATy Hh N Hh 22 BRG] £ i To i f A AR 03,
H B R S P gL —F AN HER2 537715, PAX S
HER2 BRI 75 BRI HER2/Neu RS RFIER
fEisva Al =R A

SRIE R HIFH

W RYIEST JURERE, AR A sl 5 5 PD-1 8
Pt H R TR R 105-68) LT HAR AT RL, $iPD-125
PiRE T C AR TS FDA L 877 22 PEMMR SRS
MST Jifggle2,70l, MMR SRR MST IRZSS IR e 2 A
MRS AGAHER, 3 E0hE b Al E TR IS .
H TR A, B POLE J878 [)itied th A w] REXt i
PD-1£591 RAFI 7L,

E0EPI3K-AKT-mTOR: &R

PI3K Fl mTOR 15 Sl AI 2 1E T PR3 W, 95K
SN S B BB, R A AN AT I 7 A A2, mTOR 71
QMRAESER], 75 VU S RIAIA I H5 I A 72 PRSI I PR T R
—f%, FHEMFROERF T8, mTOR HHFI S H A el &
(B P SR VUL ARG TR LG, Atk
HEFEO, Wik, GOG3007 WFF T Rkl 5 mlFIk ek &
R RTHE SR AR, KRR RIRAT 2R 18 N
e B 80, XL YR BN E NSRS T BB T
X LRI 245 1 ) e A

ARID1ASRZEREEYETTER %R

ARIDIA (& AT (RHEL/EMIR 1A, aka BAF250A) Jg%
/R E A I (Switch/sucrose non-fermentable, SWI/WNF)
REOEPE SRR —BY, TERTE REOBTEER RS,
ARIDTA 2151 WS IR, TRV AR 75
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Common Alterations in

Activating mutation
Amplification or increased activity

* Decreased expression

Endometrial Carcinoma Subtypes
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TERT

DNA % o /

ETHED [ - /
Repair 7

\ rr\ i
;‘IJ VAR
> l o hw--q"-*D'I"qqqti"tuuq’p--???'- (=

ﬁn--ahﬁhnhbhnh-;-nnbkihhhah.niii

AT i

PO WHwwwww
Invasion maasaaa
Metastasis

El4. FERNERERNERNE, NG SBRELENES, AT, FSHMIETE. MBTERTHR. T DNA £

£. ARID1A. PTEN. KRAS. CTNNB1 1 MMR 93 Fi&R R &
ARID1IA KRES AT WHEE(EAE 1A; CCNEL, cyclin E1; CTNNB1, Cateninfl; FBXW7,

CCNE1 1 FBXW7 EFEZE,

mFEREEE, MEREEEER TP53. HER2. p16.

F-box/WD EEF%, 8FH 7; HER2, AEREEKFEFZE 2; KRAS, Kirsten XK EREFRSEERREFY; PI3K, sk
ANES3-#Es; PTEN, BiMEiBeESHNK HERIEY); TERT, UpuBS ¥ RES; TP53, AMEEHIES3.

PN HR o AT AR T S 275 19 ARID 1A 2828182,83] ) LT
ARID1A 25 H WF EEC, 5 RUGHZEMHEY, fudigit
TR ARIDIA RIXER (FTREFHTREE) MR 5M
52 F PR AS B 398 A 1)1 B DA RSRE e (1 firh 98 T A DG (85,860

ARID1A 2728wl F TR R IR s B TaY T 77 5. FIP K
FER, EARMAMBER R NBTER (SEIHEHLD b
f#1& ARIDIA RIKWEL, TERTERG N EVIBRFRA A
INHETE B NIRRT 5 BRE 7, ARIDTA ZRABIER] KA &
FREGEMEREA AT EZH2 AT SUKEs, M2, W
T DNA GBS HIER, ARID1A 5378 Rl {5 g 40 ikt
PARP $MHIFIFME G AL ST ZVURIS0, JX L A & I EAE I
PRIASH AT PR, DARE HON 75 PR (B A T IR R AR 2

%ie

20134F H TCGA Bl AR KRS,  AMTER 7 FALIIRIA
HRLIGRAL G Z 2 W T i 7R RS 11300, A8 H e
TN EXEBA RGN, R, —LE0 7R, EsaeE
5. POLE #1 HER2 (PPt /2 B2, BRIy Sk & s A1 il
7 R ARG T BA RS r R IEEREATRY LA SRR R
— A FRIE REE GRS A E NS RE RIGRIR IR, H 82
et R IRYT R RO S0 B R AR RTIAIR, BRT 3]
AMEARIRYTROIERESL, IXEASINIE Al F T FUS PG DA RIS B
WG . EETORIVER, MrERBRE0ER, 22
O 2500 70 B2 AR I ETA TR = IR A A B
PSSR fB A RIS
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