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T EEFHAERACEFFLER @B FA, FERERWMRIZ ERY> 2B £ k5,
T ERARFHRIBEBF S

WE: FEABEA2>EUECOR —FZEME, THAFEEXPNHOFAFEE; TENEES>E
(DEC) B R & A 75 WIEFERR B 5 UBC oA i, B &M R4 2 0 & it B R 10%. UEC/DEC /> # M &
ZWIBHFZRNRE, EEER, BV £ 6, /G2, 5T UEC/DECFEALURE S HEHANFHER
HERREURETEESS®RE, BB ERA S Z s iR T . X RERAESEERRE, FEEfr2
BEAEFENVZERLAMMBESFE FEHERN 2 AFERS 2 EMME LV FH FELERFNSHE
ETEF 4T AT E B W AME X CHR, R FE 2 RT3 SRR R R B R R, B
eRlEARLR, B ELERES A RE LA K KFE, ULHA % UEC/DEC S Wi fn e T R 1 %,

KEW: TEABE: TEABERSN/EL MR LW 6T T RHER

th & 5 25 :R737.33 NEFRER: A doi: 10.11877/j.issn.1672-1535.2023.21.01.01

Expert consensus on diagnosis and treatment of undifferentiated/dedifferentiated
endometrial carcinoma (2022 Edition)”*

Gynecologic Oncology Group, Minimally Noninvasive Medical Professional Committee of Chinese Medical Doctor Association, Gynecologic
Oncology Specialty Group of Obstetrics and Gynecology Hospital Branch of Chinese Hospital Association, Cancer Reproduction Branch of
the Chinese Eugenics Science Association

Abstract: Undifferentiated endometrial carcinoma (UEC) is a solid tumor with no morphological evidence of specific
epithelial differentiation. Dedifferentiated endometrial carcinoma (DEC) consists of low-grade endometrioid adenocarci-
noma and UEC components, each of which accounts for at least 10% of the tumor volume. UEC/DEC has little estrogen
receptor (ER)/progesterone receptor (PR) expression, and is highly invasive. It is usually diagnosed at a late stage and has
poor prognosis. In view of the histopathology, heterogeneity in gene biology and difficulties in treatment of UEC/DEC,
and the lack of independent clinical guidelines, consensus and prospective clinical trials at home and abroad, the Gyneco-
logic Oncology Group, Minimally Noninvasive Medical Professional Committee of Chinese Medical Doctor Association,
Gynecologic Oncology Specialty Group of Obstetrics and Gynecology Hospital Branch of Chinese Hospital Association,
Cancer Reproduction Branch of the Chinese Eugenics Science Association comprehensively searched the relevant litera-
ture at home and abroad, this consensus was jointly developed based on the assessment of recommendation grading, desig-
nation and evaluation criteria of the evidence quality and recommendation strength with the intention to summarize previ-
ous reports and research findings, and provide reference for the diagnosis and treatment of UEC/DEC.

Key words: endometrial cancer; undifferentiated/dedifferentiated endometrial carcinoma; diagnosis; treatment; ex-
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¥ & W £ % (endometrial carcinoma, EC) & %
¥ E A G g 2 —, 52020 £ E KB E T
CEE LA, R FE N 10.54/10 77, B E L
EEFGETHMES Y, 203 FEEXFHA
Kl i (The Cancer Genome Atlas, TCGA) #& 1 #7 #7
EC 4 F 4 B sk s, 3 s )R 52 B 7= £ R e, (B K
W BT g WK 4 /% 4% Cundifferentiated/de-
differentiated endometrial carcinoma, UEC/DEC) ',
MD Anderson J& JE & By — T E Bt R K L,
& /F 4 (GG B KRR A F 8 W FE A E (low-
grade endometrial carcinoma, LGEC) & EC #7 70%,

K1 (G: ) & H A T E W FE# % (high-grade en-
dometrial carcinoma, HGEC) & 1%, 3 F & 4 & #£
BE29%, HF FEANEXAEE. FTEANEELHA
20 Ffl J& A1 UEC 4 A & 13%.7%.9%", UEC ¥ % /&
EETFERNBEEHMANE, XA REEEN,
R AR R E K R

2020 £ F T A HH(WHO) % 5 L M 4 7
Ao pEa %k, FUECH AN TE AL FZ g
HWEBREREN G ReLF[BERXREFRECRL ML
% ,NOS: 8020/3)]“, UEC & — f Lk g, % &
NrlERAr B AFIEE, GERR, HY A
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% AW, £ X7 A 8. DEC 8 LGEC 5
UEC R oA, Af T 2T BN S 6HF
E, BEMELSE D&M EER 0%, £l K
LB F,DECHKFE Z. a0 WiLR, Exp
Ak 2 % iR A 4 & HGEC B 52 X 3%, /2 DEC
#y #1 5 % HGEC £ 2, 14}, UEC/DEC £ & 5
EC 1~ [ B 38 1% 5F 1E , K % #K BC 2 M 90 K (R R 2L b
& , M 9 % % 1K (estrogen receptor, ER)/Z # & % 1R
(progesterone receptor, PR) 5 34 FH £ , & i 4~ 3 6
ST KR, T UEC/DEC & ER/PR By 5k 3%, fif /8 &
ENEHEFAEHEE, FEgEMTESR
7 (microsatellite instability-high, MSI-H)/44 B2 14 &
(mismatch repair, MMR) & & 791 &2 # A # #& &
[t/ % ¥ A~ & % (switching conversion defect/sucrose
non- fermentation, SWI/SNF) % & il & # & & ¥
(chromosome remodeling complexe, CRC) #Z /& 41 4~
B R [ 4R K s

% TUECDEC R E AR mEF £HAHF
WAL R R RETHESESHRE, HE W
Bl Aok Z M r B e R 38 L 2R KR EE M e AR
RE, FEHERh2MANEFELZER2AH
EFA vEERMSHEFERS 2EMNE
TV FH FERERFNR 2B EAF S & HE
HAEw R EASE X Xk, EERE L Rt
& . 38 & 5 1T 1r (grading of recommendation assess-
ment, development and evaluation, GRADE) #r /& if
FIEEREREERECED, S EARELR, B A&
B B AR R K R BB R R, DL UEC/DEC
YW Fie T R R AL
1 ALAREFRREHAWFE
1.1 HARIBFAHIE

UECHAREFREZHNEFENE T
AR WAEMM R, EREERKRED, THEKE
1 BRAE A, W B AN W S T M A A
AL RANERAL, AR A, e, R
ZARER, THAARRE W ERMEZLC,
A1 40%H7 UEC + g€ iR Al 4 LGEC, 2 LB F B A
R ko AL T R B R A8 T B B, UEC i 4
GFFEABEREATFENERS, HARAE

BH B R PRMY,

DECH UM T ERBAE R ENHRFEF
BREER, ETHARSHZRRE, ZZRE VN
HGEC. W& W2 WE  BEWE. FTERNEE KA
B oASNAE BB REEMEXAHES.
1.2 SREHELFE

UEC % 7% 438 % 4 %8 J1 A1 & & (cytokeratin,
CK) .k} 40 fg f& 471 )& (epithelial membrane anti-
gen, EMAD % F FAar ¥ &k, A CKIS 2R F
WL PR &35 A & B, B & & (vimentin) £ 97 i%
M RE MR IA s A N Wb AR M £ o R M M PR
%8 i &5 M 4~ F (4m E-cadherin. claudin-4) 1 >k #) &
AR B Y B A R AT R M [ 40 BE %S AE 8 (paired box
8, PAX8) .ER.PR] % % ik #t % , 60%~92% #J UEC
4 41 PAXS & ik Bk, JL-F 4 3 UEC 4 4 # ER
F1 PR 5 FA M & 32", ¥ % % A& PAXS8. E-cadherin.
CK 71 EMA % j% 4 1t 4 & % 7| UEC #2 HGEC.,

HEEEN:UECHAF FARR U SN
YR RR, ToHFR M R BRAE K, 29 40%K9 UEC
A H LGEC; DECHAFTRZHF RN, BHIRE
A HGECHFHMRBEARR,; R BEUE N EEIRE
) BA 1% =34, BX & M PAXS. E-cadherin, CK FA
EMA & B F UEC #1 HGEC HY 4 512 B . GEE 47
PR.rpEEFRE R
2 FTHEYFHE
2.1 UEC/DEC By TCGA 4> F 4> BU4H1E

TCGA ¥ EC o F o4& 4 4 /T A, B DNA
% % B% E (polymerase E, POLE) # ® & & # T £
T #& % (microsatellite instability, MSI) & | 1K # Il
R /p53 By £ A Fo g # DA pS3 R A AL, T TCGA 4
F o B W ke R E KA F 3 1 €3 UEC/DEC, %
T TCGA 4 ¥ 4 & & & [F # & f| T UEC/DEC, H
W EHRZEF . —JxT UEC/DEC # TCGA 4 &
B R G % R BN, POLE 8 & 4 A MSIA 1%
LA fog# LA 2 7 5 12.4%.44.0% . 25.0% Fr
18.6%", MSI # £ UEC/DEC % % N. #1 TCGA I
A, 4 B & & % [% (different mismatch repair,
dMMR) % £ £ f1 POLE R T £ 0¥ & T FE W HE
g, X T K £ % UEC/DEC E T MSI #=

#1 GRADEILEFREREREERE

TELY wmey i

e

IEESH wmA) FEHE, EXEER R HIHE
+(B) BN AE T SR E R B
KO NG ER A EAEE AR EEE
B A A A
W AK (D)

wERL  #WD BR o O T TR A A A T B S A T A

& AL %t B #fF 5% (randomized controlled trial, RCT) =% Jfi & 7
B RAMEMEFR

; A g MEERKR—RYRCTRA AT - RN EEAR
KL AL T8, BA7 A = AT AR [ VT B
B 5T RERR R RCT O E A

ﬁiﬁ%g%fﬁ%?&%‘%: FLABART] e 5 AR & MR = i RCT 3 & 18 1R — Z L £ 7 2 2 &

7l Bl A E

#(2) A B 7 % ST i R & 8 (R B4 34 R A B4R
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POLE RZ R, FUR T gt 3k & T %% 6 7™
2.2 SWI/SNFEAHY

CRCEHEFEFERMEKLERE, EEHE X,
E % .DNAE# fu s B+ K E = Z (EF, SWI/SNF
EAEMARRARKELEMNCRCZ —, ZREAMKEF
% I & Brahma-#H % # & 1 (Brahma-related gene 1,
BRG1) I % | # 4B 48 & {F | 7 1 (integrase interac-
tor I, INID T £ AT £ 8 % 6 8 IA/AT ¥ E 4 &
35, 1B (AT-rich interaction domain 1A/AT-rich interac-
tion domain 1B, ARIDIA/ARIDIB) # % & . SWI/
SNFE AT ERELSTEEIANE . FHEEL
LA e i 8 . b % R T B LA RO B e 4G i e AL/
ME & £ Ko BRI RGIT, £92/3 89 DEC A0 1/
2 # UEC % 7= SWI/SNF £ 4 4y %k & 1 5= 4 0 2,
BRGI1 & #[ 5 SWI/SNF 48 %, # fitd %, & & F Al
& gk M E T IRk a K 7t 4(SWI/SNF re-
lated, matrix associated, actin dependent regulator of
chromatin, subfamily a, member 4, SMARCA4) %
#D] A0 INI1 & & [ SWI/SNF 48 %, &£ M =,
FUALEh & a AR R B F IR ik b & 1 (SWI/SNF
related, matrix associated, actin dependent regulator
of chromatin, subfamily b, member 1, SMARCBI1) %
#4] & SWI-SNF & & 47 W & 2 L % , SMARCA4 =,
SMARCBI ¥i & 7& % % 5 % BRGI 5 INII * ik &t
% . HHRE LR, 50%~68%¢] DEC % 7= SMARCA4
#1 SMARCBI #£ [, H SWI/SNF &t [ % 7] # T J&
% T SWI/SNF & % 5% ] (P=0.010) , X 5 & # 4 i
o H1 L B #F A X H. ARIDIA #2 ARIDIB £
BRG1/BRM #8 % [ ¥ & & 47, ARIDIA 5= SWI/SNF
TR&EEeWH R EENTEZ —, BF 5DNA
®E G R4 AR/ . ARIDIA A2 ARIDIB 3t 4 %
#& BRG1 = INI1 #9 & (X AL, 5 B UEC 89 & 4 5,
ARIDIA X FAL T 15 F 61K 1p35.3, & it & X Z A
7% % W SWI/SNF # A , 41 40%#] EC % #£ ARIDIA
R AL T3 DNA 715 KR 7 28 A B A 4@ B
fi & B R £, B — 2Rk, ARIDIA &
% 5 # g B L8 -3- B B & 1 L # {L o (phosphati-
dylinositol- 4, 5-bisphosphate 3-kinase catalytic sub-
unit alpha, PIK3CA) &4 #f 7 1 5% B2 B 7K 71 & & [ IR
41 (phosphatase and tensin homolog, PTEN) % 1 & [
H K, Ja T B Re Bt LB -3- 72 3% 58 (phosphati-
dylinositol 3-hydroxy kinase, PI3K)/%& & ¥ B B (pro-
tein kinase B, PKB, X #t AKT)/EF 1h & & #£ & &
(mechanistic target of rapamycin kinase, MTOR) 41 A7
JE B R B0, 75% i ARIDIA/ARIDIB 3E [ty
DEC & 4 75 dAMMR # EC,
2.3 MMRZERH%

BB MMR & 5 £ % & % mutl F JE 4 1
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(mutL homolog 1, MLH1) .mutS [ J& 47 2 (mutS ho-
molog 2, MSH2) . mutS [ J& 47 6 (mutS homolog 6,
MSH6) f & % 4 % J5 4 # & & 2 (post-meiotic seg-
regation 2, PMS2) ., MMR & & &k % 5 fr & % & EC
AR R 4 A B & A8 %, HGEC. #k B i & |8 f&
72 iE (lymphovascular space invasion, LVSD) 4. 5 i%
FHEMMREBHRAEIRTRF XN, HEE SN
% 3, , 44% e UEC/DEC /7 il 4 & MMR & #&
(MLH1.MSH2.MSH6 1 PMS2) ik 4, H ir 7 [7] #y
HRER DT, dMMR & £ £ 4 46.2%~73.3%"",
24 EF M T HE & 1 (programmed cell
death 1 ligand 1, PDCD1LG1, t2#z PD-L1)

2 7 M 38 - % & 1 (programmed cell death 1,
PDCDI1, 4. % PD-1) K X B2 4k PD-L1 # #% 4 %% 4
EEMEAANEELEYAEZ, BEWEFEAE
PD-1 4 %I 7| ££ % b fib J& o B9 5L LA R R LA T
R W67 . — TUA & 833 Al B A By A B I\ 7| B %
£ R, & f& EC(& 4 7l UEC/DEC) # PD-L1 [ £
% N 45%( % A B M 4 %% (combined positive score,
CPS) > 11", Sloan %™ % ¥, & & dMMR £ # 8
PD-L1 [H ¥ % % 100%, 1 4 B & £ 7% % (proficient
mismatch repair, pMMR) % # B PD-L1 [ & & %
66%; UEC/DEC £ # dMMR 5 PD-L1 % ik #8 5 (P=
0.026) . — Ji % g Jordan J& JE F /0 *f 17 17 UEC/
DEC & # #4-#7 % ¥, pMMR 5 PD-L1 T 48 * £,
PD-L1 [H £ % ik £ 4 66.7% (10/15) , % ¥ UEC/
DECEF TN ZAEEMF A FHEY. A
X Etiii# 1 fl DEC B &, 2R B2 B LT, T
R EFHL ISR,

25 SFiRERKRM

Rosa-Rosa %'“/#£ 18 17| UEC/DEC # A t 3 1T 4}
BFANF, % E B, MSIHE R4 5 44%(8/18),
POLE %7 5 11%(2/18) , PTEN % 7% 5 28%(5/18),
¥ J& % & 53 (tumor protein 53, TP53) & & & 11%
Q218), B 1Bl ko X% HFl. ZEHHEF 26 POLE
REBFNVGAEFTPS3IRE . 7—HWNF 2K
I, UEC/DEC % 7t & %1 Jl X % , & 4 PIK3CA
(50% ) . # 3f & @& 1 (catenin beta 1, CTNNB1)
(30%) . TP53(30%) .FEEX WD E B &M HE a7
(F- box and WD repeat domain containing 7,
FBXW7) (20%) Fu 2 & % TR B 2 50 %2 T # Lo (pro-
tein phosphatase 2 scaffold subunit alpha, PPP2R1A)
(20%)", 3t B UEC/DEC F E R H L 1 F &
5 b

HHEEN : UEC/DEC BERIPEN » FiEfg
SR, X% # UEC/DEC )& T MSI 1 POLE #8323
TR, SWI/SNF E &) & ERE 5 UEC/DEC W &
B %, ¥H L L UEC/DEC B & 757 7 IMMR,
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dMMR 5 PD-L1 FRiEHH XK. GERB DK : ; EF 2
E:58)
3 BEH55H
3.1 IEERSHE

UEC/DEC % 77 4 # % % 50~59 % , UEC & J& 5
AR X £ 4%, 540 2 UL T EC B # 1 7%™. UEC/
DECls KR ZEH LH I A K, %% LHvlE K &I
ERETEHMEFEF L2 UIURLTIER, 25
REXRIAAREZREH N, A0 ExWeRERS
ECAHM, @ & & 5 xmmEHEY, 72
UECDEC B THAMLERE T R¥ B EF
FEAHA, et BRI A ERER, B
WP BEART KRR T AR EHN, HMFEAH
HEHEHEABE.
3.2 HUIKRERE
321 BAhEITh HEALEERARKEAWNHEIL
EFR,IMIIFETERAN NEEE . NE
EEARE MHEALSLE, ZAEEERTE
W% E & . ¥4 UEC/DEC # & 1 & W 5 1%
B, XERABERE, ZRVRELAHTEAEER
W, kB H A B — TUE B R E T UEC/
DEC ¥ MRI & I, 1R 98 it 8 & & R 4 Bt g 41 2
AT RE R RA R EENERCE L
FEANBEE), EEX LML L MECHEA
BEARAEX AW, [EHEMRIEGEIERZE.E
HE R MOEHBERENIPE S REY
BE, Hit, Y@ I ORI EREREETE
% 2 & B T 5 UEC/DEC B, 74T & fE 3 3%
MRI. # 72 CT 5 IE & F X & it ZE AW Z & % (posi-
tion emission tomography, PET)/CT % &, £ & H &
Rk — S B LT R R T A A
322 MERZY B, ¥ LR RSB
A4 ¥ I T UEC/DEC # B 4 i . BB R £ E
¢ # % # UEC/DEC & % , # £ 41 )& 19-9 (carbohy-
drate antigen 19-9, CA19-9) | J& fif 1 J& (carcinoem-
bryonic antigen, CEA) | 3k 4 A2 J& 18 % 1 J& (squa-
mous cancinoma- associated antigen, SCC-Ag) ¥ 7] &
4 Ft &, ¥ £ #1 JE 125 (carbohydrate antigen 125,
CA125) Fa 4% 2k 41 J& 72-4 (carbohydrate antigen 72-4,
CAT2-4) 7] IE &1, 35 fb Ji 4 I T ik 7 40 L i - B
70 H] A U A 4R FE R P R 51 & (human chorionic
gonadotropin, HCG) 1 ¥ fi & & (a- fetal protein,
AFP) 7 &P,
323 FENEER HH4ERGBMEMHEILE,
YHEMNRTEABERTN, BETOWHKEEE
HEBETELABER, FRABEEAH#THRESF
Vi, UECAZREFHZFRE L E 2 NHT
AFIEE, ZEWEALWE EWE. TEAE
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SR S A SR R N G R
BB % AR 2 XA E; 4, DECEF H 7
LGEC 5 UEC F ## 7 4 71 [ & it 8 & 4, 1 UEC
R EAT FENBREMTE RS, LT
B R B Y R N A AR WLEI UEC &4, 826
A #4 UEC/DEC# & H AL A F w4 w5, &1l
HEERBFERE, LENHTERETELER.
3.3 LWk

BT R Bz R EERCRIE .G FHF
fE B R FEAT 541, BN EAT DT & B KB
T V&, UEC/DEC AR # ¥ R AK. # £ &
RFAVBREWZTESRK, ZAAREFE L
A e I, K A F 24T, 5 HGEC . M4 N
SUE ENE.TE NN E XL L EE X
A fr g A J5 5 TR SR
34 548

UEC/DEC 4~ #1 # 1 2009 4 = fr 43 = # Bt %
(International Federation of Gynecology and Obstet-
rics, FIGO)EC F A7 B 4 #1474, 1 L& 2.

%2 ECFARi%E 4 H# % (FIGO, 2009 4)
43 ¥k
I B9 B R T T2 4k
A BRTFENERE<12
IB BRFEMREEE=12

11 MERLEFE R, EREYTE
1 Jib 98 R A B K R

MA  MEEEFELEA/RNETE
111B A fn/3 e &% B
MC  AEHEEF/REEAREHRCLELH
MIC1 ARk B4 M
IC2  F = 20 i % o B2 4 R (R S A 4 ok B2 2 P
v i A0 A /8 B B R, /R AL B
VA B B0 B ik o/ R i o 3
VB ACEEFS, A A0 45 L o o B M 4 B
EEAEE BAZENN | B, BRI ARSI S
Ttk B2k 42
WEEN:UECHLAREBEHRZHFEM LK
ok, 55 EMREE R E, DEC R 242 Wit
=X LA B UEC B 4y, B E S T R 8
JEFREY), 8l UEC/DEC ZHEARBIFRIBIZEE M . 5
RIZHRIZMEK ; 7 HIK A FIGO 7 HitR i, £ 1%
FMRIEFILESERNBEI, 2 GFITEMES
EFZRERE, W ERTANEFIE5E MR IEE CT
H PET/CTEFEHE—HFE. GEBD R+ ;#
FIEE58)
4 WIRBIT
4.1 FRBFT
B T UEC/DECH F W1k s ok Rz £, B
WL, A EEHTHRGEFTE W
Bi. WRIHMEYHEETEHNEERE, A
HRER, BN WA RMEAESELEFETR
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15%~20%, % B1 V6 77 5 4 Bl 4 A0 T/ Bl B & &
WAEFRERSGAXR", BRWETERZET /N
AEFERR, UFATGR . FHEMATHHTA
*. 2022 F % [ E % 4 8 JE W £ (National Com-
prehensive Cancer Network, NCCN) 45 5 & 2021 4
BRI At J& = % 4 (European Society for Medical On-
cology , ESMO) - B i #3 # fit & % 4 (European Soci-
ety of Gynaecological Oncology, ESGO) - B ¥l 7% 4f
V6 7 a1 it J& % % 2 (European Society for Radiother-
apy and Oncology, ESTRO) 38 # ¥ Z W & & F A H
B % 5| (FIGO 4 #1 4 1 ~11 #1) Jz #8417 2 T 4~ #A
FA,BFEL2TFEMHRA S ITE T ET R A
Aok EETRA, ZWEATAFBETRA,
— T 15 3t 22 P A BB R O, BE R AR R 4 B
A A8 1 #4785 W R # 78 (&1 UEC/DEC) #
LhREAE, HRIHETFEAREREES £ FXME
eyl E £, X TELTRZEREZE TR
By, BEnEREAEEEERE LLEE S
W, AT HEERAMERE &R EEs AR E
# ,NCCN #5 B % ESMO-ESGO-ESTRO #i # 4 #%
AEIBEE R FMHRELE LT ¥ AF, T FI-
GOHENEFTGAEZHTHEIAMFKESE
B, AZHN—TEBEARET, RE EE A
BAEEMEEFTNTH AR, X 8
RAEFREE, % R a2d T EHARA GRS H
AR ES T HBIET A X, B RIEAEER M
HHEE THABRAEFERELAEAR LF LA,
I " Mk & 45 (sentinel lymph node, SLN) & | &4 /& #
HEERARECEZFFHERIE, EAERH. &
R ECH NN Z 2R EFHEMERT T —
T [E] 0P A 7 RO N 16 TURT B8 A R B9 R 1
TR, SLN I R 8 F B A FNE S &K &, =
7~ SLN 7R B2 # A & & # UEC/DEC £ W B9 & f& EC
AGMREETHRANTHERT EZ>, T
£ UEC & W B & & ABF, AT Al F AT F A,
EMEFER LR ERY,

BB T LA EE AT F A8 B 2 (FIGO 4 # 4 1T~V
HOATH B A MR KA, S RIVE MM E ) F A
S B, R R REIA B Ry TR ™, T A RTS8
MBRHREE, FE2L2F/R &0, T FRETERIK
J7 (external beam radiotherapy, EBRT) = & §& /1 71
BEEET,. AFATRMNF AT, &8 T
UEC/DEC # & % 3 & 4 8 % 1L T & 21 & 4 19 3%
L, FEAMLHUHRERELDUEE. Z K1Y K
RS, M IFBRERENFALETL, FH
EEATEHEBIET. mFARBTERALFER
Z W 4 UEC/DEC, I F A Q- T~ 2B %, #H £
PRFIGEHTFARLH, A MREEFH
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K. BRI HLIEEXFRELS FLRELNE R K
# F A B, A % # UEC/DEC # MSI #1 POLE %
TR, TR RSk i T ARG RIZIETT o

WHEEN: RFHUEC/DECHEFITEE S HAF
A, SINREHRARZRZGEHHRBEYIBRANATE
KERGEESR K HEFRE 2. BREIAEE
HEEITR AT BEIA 2 R, V] R BY B 788 48 B R R R IE
WaR R HEFRE 58).
4.2 REHETT

El ®# UEC/DEC Ak 4 Il 2 EC, il 5 A & %
TI1AEC, HEI#EREIES, K5t xib
IT B K JE & G 0T Ao BT R B R R R AR
FHEERRA. WEAW—TFTEBHHAR, ZE
B AT UEC/DEC A Em AW E —HHEH R, &
B AT 52 B E e R BRI AR, 2B B
BYFH/ILZFZWERIT, 1% M EFEZ F4/%
MBI RAAIT, 56% M BEFEZXHIT. 466%H &
HFHALVSL, EEXHEAEBKITHS A EF
LT — Bl EEE K, E23 P ZEBRT I £+,
1 (4%) [ 3 & %, 2 151 (9%) Wk B 4 B %, 24 15l &
BT EE T, 86 (33% ) A# & 4,14 (4%)
MEEEL, 1/IHMEFNSFELREFETNIA
80% (95%CI: 71%~89%) , [ & 4~ #1138 /v, 5 4 )R
EHEEMZ TR, 2EHEIMERER, ERSH
B TR RT S TR AT K AR,
EHFBRELEFH. 74, ZHRLI, 10%H &
# 43 MMR ® %, B it 2 i % UEC/DEC & # %
AT MMR 4 7, b (b7 77 £ 04 T s &2
MAEABRERTANERE, ¥FESHEAENH
RIATIUEL . HE, % A 2022 4 NCCN 45 B Z
FCH ORI B R A AR R B R R, R REE
[AMEF AL TEHLEYEN F4KA3 AL
IWHZE, £3~6 M FEH; TAHAFLVSIEZ, &8
WITHE R4 FTHEBEKT;= I BHES, 2l &
JE S B OB B AOT T, T AR E
JrE kB EREEE, NI AHKITEE.
4.3 BENRTTSREATT

UEC/DEC A A Z ZME . ZRVEL . #L %
N AT R BB RS AR UK
MEARERE, ZHEFE S EKRXRK. UEC/
DEC 5 1 # EC 1~ [, & /& ER/PR [H £ & 3£, %
W 4 Bk I8 9T RORL F 3K, T 29 2 # 89 UEC/DEC &
% % & dMMR F2 PD-L1 % 3£, %, 0% )7 i 7 #t i £,
B Bk A 1F i PD-L1 72 it & 40 A /3K 4% % 48 B o B
CPS 1Tl %, 0% J7 i 3k 3 12 )£ , 4t *f SWI/SNF & 441
B B8 1] 96 97 7] Bk ik 4 UEC/DEC B3 7236 97 77 1 .

# T UEC/DEC Wy 2 52 #f 78T 7 s A B #0038 &
HH, %% IMMR 77 PD-L1 Rk £ F %54
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2 B4 7. KYENOTE-158 2 98 f i 36 o , JK 48
BREGETER EERE ERE NE A
% .EC % 1~ [ 58 # MSI-H/dMMR % % , & 1 %% #§
ESTIY%) R R KL HEAEFIQSTAADH A
EC (49 f,21%) & %, % KEYNOTE-146 # , Jk
W 2 37 5 4 Lenvatinib B 7~ H 8 2% #9470 B 8 16 A,
H % & 16 UEC/DEC & £, 2021 4 % [H 4 F
¥ & % 4 (Society of Gynecologic Oncology, SGO)
2k & & e TITHE R 3 KEYNOTE-775 # — % %
T W B, #PD-1 ik £ £ A 2 41 (dostar-
limab, TSR-042) #7 T 1 /K K & # , IMMR &y EC
BEWENZEE N 2%, 4, IMMR 8 EC
BREMBEHE TN EER G, RIEARTHN
EHFTE, UL R 8k 4 %117 UEC/DEC W 4
REFHFEZREFHE T,

SWI/SNF & &4 T 4 0y 5k 7 & Bt & 7 pk Ao V&
HWEEL TEMH, FETHF#HUEC/DEC &%
FLOEARURELR TEEMEENFTNMTR
WE, TZREAWEFHEER LY. — T E M
MR BT 56 5] SWI/SNF #k [ 2 Fu 26 1] SWI/
SNF % # A UEC/DEC B # W g R 4, £ R B R,
SWIUSNF k6B B2 e B =, 1 +11#
SWI/SNF#: [ B B 2 2 F ok e E B R A
65% , & T SWI/SNF 7% # & £ # 8 100% (P=
0.042) ; II[+1V #1 SWI/SNF &k 5 A 2 2 0y & fr 4 7
H A4 A, 5T SWISNF 7 # & &2 £ # 36 / F
(P=0.0003)"", SWI/SNF % [ it & A & & 3t &
M RFER, FENERAMIT DA R/ LN E
KGWW 2, S EE < BRITE &R EHE
SR REF TR IEA G EERARE., B,
CEERAEMAERNA B BTEBERLT, AR
ZRIF-—SHWERETHAEET. B, AR
e PR AR I 1T i zeste 2 £ M ATH| & A 472 T # 3
7 F (enhancer of zeste 2 polycomb repressive com-
plex 2 subunit, EZH2) 4 | 7| 7& 8 i 52 & J& Fo /5 B
H 5 SWI/SNF & & & 09 P 78 + B8 20 1%, EZH2
ME T 2B A B A UL /B E T RS
SRR KR, B A MR A R K, K
F I K #74E 4 , SWI/SNF $: [ A UEC/DEC % % 7] 1/
SR RN e KR

Lin 473 i+ — # A DEC & # =+ 3 B # /N &
¥ 18 Bt 4 % 9 M 5 B # M 4 (patient derived tumor
xenograft, PDX) 7 F # #& £ & “PDX-mLung”, 4 43
Ffu 4N B F A3 A5 ¥ 44T B8, PDX-mLung 7
TR AT % 0 il £ K E T % 1k 2 (fibroblast growth
factor receptor 2, FGFR2) & 4 fu 48 i & #f & & E2
(cyclin E2, CCNE2) # # , Bk 4 {# | FGFR 47 #| 7
Lenvatinib Fu 25 A & #7 47 %] 57 Palbociclib 76 577 , 7

(C)1994-2023 China Academic Journal Electronic Publishing House. All rights reserved.

SANREAFEEEMESRITERN. EWMERE
A3k #h B#9 FGFR2 #7 %] 7| Pemigatinib 7 Al T & %
FGFR ® % 5 K & , & # EC (NCT02393248,
FIGHT-101) ,

HWEE KB BLECHIRITEN, EE
UEC/DEC I UFARAENEEABT, WITAHR
TR EBEIE, AKBEES FEDN
FEATFANEEET, HEMEERR S MiERK
R GEB SR HEFRE:58)

5 EXEFRTT

BN £ UEC/DEC % & 47 4 76 97 % Al F K . 07 .
Wiy BEEIT REETESEAET, AR E
BAX EAET FEEZNEE. EANMERTAE
FRTHENRE AR TEENFEL. B RERE
BHEMBEENEESEE, ARTHERAEAEE X
WEFTHIARLABE D R& RERE.A
FEE T B B K & e RE R, A ]
R RE RERE FRAE . LR SCE
HBE, ERRHFTE — gz,

Han % ™4 # 4 7] LVSI(+) #§ UEC/DEC £ # ,
HFMHAIBE 16l EF A£G BN E L HT
T . A % # DEC £ UEC 5 LGEC # % (DEC-LG),
0, 7] & UL HGEC (DEC-HG) 4 % 1F . A #F % W8
7 18 %l DEC-HG # DEC-LG % # , £ # DEC-HG %
H B (T~IV #1) (7/11, 64%) , T A % # DEC-LG
H 1 #1(6/7,86%) . #£H 44| DEC-HG £ % & % =,
L1, T R A 1l DEC-LG £ # & %, F 3 W 7 bt
Bl 2324 A™, Goh F"4R # T 7 %] DEC, ¥ &
41 K B & /# R B, 1A #IDEC &% £ F
AFWITEER . M, F&EX KRB 2R
HETMELT, EHF10MA, 5364 %/# R
B H AR ERT, ZH X DEC 5 HGEC
BEW2HEAETELH H31.3%7F 82.8%, B FE X
M i 58 3 DEC i 4B | 4t f2 DEC & 4 B 4 4R %
NREE TR EEE W

8 REIRBEBIRIITHOABAT 2T TG, T
NEBFHBRFTERALAFEF TG, T
gamA W A%, LT CT. MRI, PET 5
PET-CTEH A&, L/ THEHMEEHTLE
o2&, BAR 77 R AKIE BT LA B & 0 4 Bl ik &
TH##HF., I FEFAATERTREFAE
DABA R i, KB A R EAR AT U HTERE
AN, BT BRTMMBEN S FERIE, N EE
ViR RESE,

E # % T & & ¥ UEC/DEC % J7 89 $k 4E H IR,
BPHRBTETAFEBARS HBEELTH
RORL VA B % % 9 M B9 A N AL B T AT AR L ik
B, BT LFROTHITELEM BN S ER B
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TR, AFFA T T EEBT ARG
TURERXBFE, L TRRBOENL, NE 7 &
# % w i RAK 5

WEEN:E4MUECDECHBETTZE TS
FRSTRATITZERN AT RE, SEES
EERIRIE . GEE SR K ; HEFRE : 58)

6 TE5SkEiA

MEFEIEN, B3~ MARE— K, WiER
3NSSE,BRANANARE—KR,SFE, BFRE—
KA o B CAIS MRS WA, KEFE
HEE  HWEVABZAREREGFRLEURA X
EREW AFEFNEM . Z3) RE EREGE
¥ Y5k B AR RRE R E D E R
] . J6 T WY T A A B A B B E K.

#EFEFE I : UEC/DEC HIRETH S B EC, #EEIRTT
LRG3 FEAE 3~6 B #IT— X B ER/RE I/
BEMCTHEMRIZEERE, S5 FF6~121A
HITEES. RBEERSIAEBREELMEMNE LS
R, BIHITREER/A 0 CT /s ER CT, W E R
ITPET/CT it . GIEB S 2% : P HEEF R E - 58)

7 Mg

A # g £ H UEC/DECH R 27 R 5 &
MR, EEALEI BT ERELFNE HF
WO X B E 57 A AT LR K BT A3 i
Vit H R, AL RSB LT R mAEN.

REER:HAE( AERAFHEMNE +
NER, BhEEbRIEREZR4E 5K
FELREMNTEFA T UOHELALRE); 77
RO AEMAFEOREER); KEZWOLAE
PHRER); BLE( HEMNAFE —WEE

Be); T EAR( L\ REAFEF B E AT
BHERER); TRR(EHRERAFWE AL RA
FER) ;KR (L EAZFEER

MR ERGRERIGEHEHF) : £ 2 K (K
RAFFHFER; B HEMAFWEN %
FOER; EFRE(EMRAFFE _ER);ELE
(WRAFEZER); BILEFE WEMAFE —
MBER: 7R BEMAFZETIMEER);
FEHTEHAEARER) ; RAK( BEMAF
MBS P CER,  BhkaEXTE@EZ
REERBETFXREMNTEF2 TUOHER
IRELFREQEAFEIER) ; FFER(L
BRBAFEFRWEERMF A RER); £
B RRERAFMEMBER): BR(ZEA
FHEBEELER  REHGERELE AYRER);
IECEREMBER; TA(ERAFINEFE
ER); TRFR(EHRERAFHBELTAFE
) EHTEEAMHBER); ERFTGIMAFSR
“HEERTENHEEZFEAXF —WEE
) EER(LERBAFEF RN B E AP
BHERER); FER BERAFFEOMEE
Pe)s = 5 L7 4 g E o) s #a (P L K F I B
BLTE-ARER; FAK(ERAFE _E
s mEEGEMNEHRBER):; THOLERE-E
MAFHEMBER):; TEB(LAAFE _E
Be)s IRl QL AR A7 & BE ) ; RELC+ B E A
AFWBEF —Ef); KA(HEAMER AFHBEAL
FEFER); KZW LR E @4 RER
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