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- BRER IRz 7R 4R R e
(9104/1)
g = il
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' WHO %7#) (& MEERMBENE (BSH) ) fofd, BRENAERIEDERI LS, BEEEAATFIERENZITATHENE,
FlRR LB EVARTERUEME, HS5REEESRATIRETABRME.
* {EaRIBA B ERAIZETS (atypical placental site nodule, APSN) AT SP4EERAIEETF MANMMES ST AMMEREAEE, LATRNLRAK
BERALA T AR s R AT AR A . JEE B R B ARMULETIRE P 10% ~ 15% ATRE IR ARG AR I+ B AR B b RO A A SR AR
B [5/E: KAUR B, SHORT D, FISHER R A, et al. Atypical placental site nodule (APSN) and association with malignant gestational
trophoblastic disease: a clinicopathologic study of 21 cases[J]. Int J Gynecol Pathol, 2015, 34 (2) : 152-158.] .
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LR 3 R - B5M B-hCG, BMA 1R,

> > 43 /\
- LRSS B-hCG kI8 _ *;fé oA
- BREEEAE
- MR X & /CT RE SETEU 2,
- NG EPEIR MR (B -hCG) mE ey PN
ot N HEH B1R |
Shamee [[RTA M
- FF B IhEE / FRARARThEEAG R
- MBFFE
* 30R Rh BAME, 45-F Rho (D) B-10G:
REREARN g
> . *igg’gg%%. > H—HRERN “EERNE
TRELIES ATTERLE(RBE6T)”

'ERTHIER T, ERARASHRE, EREE. EAREEEERREAY. FEVMATREEERAR, NEFEFAZFRBHBERTHIT.
TEFEAYR

PHERFEARNENRE THRAREX STLEEBRAMIIEEE A, E81 P57 R&AL, HEBERHREEFITIEM.

S MIEBIRETS MM R R A& INST IR 24 F 4B AR (gestational trophoblastic neoplasia, GTN) , MR LITEIRFA [ 518 SITA-LUMSDEN A,
SHORT D, LINDSAY I, et al. Treatment outcomes for 618 women with gestational trophoblastic tumours following a molar pregnancy at the
Charing Cross Hospital, 2000-2009[J]. Br J Cancer, 2012, 107 (11) : 1810-1814.].

‘OBREZGR TSNS, DR RUDEIRREN LH/FSH, ATRA LH/FSH SHEKE B-hCG MEREIFik.
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L2 TT A2 FR BATTR bag 1
1 mg/kg B 50 mg, WLAGEST, B 1K, 3R, HSK, HTK;
PN S PSR 0.1 morkg 58 15 mg, LRNEST, 52 K. 4 K. 56K, 2 A
MTX .
58K
EPNE S 0.4 mg/kg (BREARFN G 25 meg ) , WLTES, #2:5 K 2 J&
QLIS 1.25 mg/m®, EHHKIEST (IR 2 mg) 2 8
Act-D
5 KIS 10 ~ 12 pg/kg 5% 0.5 mg, FRAKEEST, #4825 K 2 A




+=. 518 GTN MBXSHITHE

FERT

e E BT TR

EP FE
- MFTIA T 100 mg/m® # KRG TE
2K,
« W1 20 mg/m’ FKiF T, 2 K,
B LK
AE FE
« Act=D 500 pg FHKHTE, 3 K
- HFTIA T 100 mg/m® F KRG TE
3R
- ST RN 2 JH

FAEV 5% (5 RA—AYTHE, BIF 17 ~21K)
- KEWIR 2 mg, 51K

- BRATIAAT 100 mg/ (m’ - d) FKIHE, 5K

+ Act=D 200 pg/ (m® - d) Fpliiiii:, 5K

+ 5-FU/FUDR 800 ~ 900 mg/ (m* + d) , ki

TR > 8 /NE, 5K
FAV FR (6 RA—AYTHE, [EF17 ~21K)
- KEHI 2 mg, 51K
“Act-D4 ~ 6 pg/ (ke - d) #FlkiFE, 6 K

+ 5-FU/FUDR 24 mg/ (kg * d) , bk & & i 1)

> 8 /NI, 6K

EMA/CO R (335 EMA X CO Bi#fsy, 2 AEE 1K)
ARFEIAHF 100 mg/ (m® - d) FhkE, 551 KME 2 K
» Act-D 0.5 mg FRIKIHEE, 55 1 KA 2 X
+ MTX 100 mg/m” #fidaria: 1 /F, 55 1 K
+ MTX 200 mg/m” @it 12 /N, 55 1 %

- MERFRR / TERFARES 15 mg I (E ) SUILATES, 412/

Bk, ka4
MTX FFUR%A: 24 /NBHE TFER2A 2

- PRWEMENE 600 mg/m” EHkHTE, 45 8 K

- RADHIK 0.8 mg/m® (F KFH 2 mg) #IKIERE 5 ~ 10 4041,
ERN

TE: PR ] 4k S R BRI 1600 ~ 1800 mg/m’®, T 3

AN, R 20% SEAEBEEEMG Y (—Mh 400 mg )
0 /N 4 ZNEFFI 8 /NS

VA SATE TR R R
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EMA/EP 5% (EMA fl EP B, 82 HER)
- AT 100 mg/ (m’ - d) K, 55 1K
« Act=D 0.5 mg #EIKREE, 551K
* MTX 100 mg/m’ FlkEE 1 /M, 551K
* MTX 200 mg/m’ Felikiiria it 12 ek, 25 1 K
MR /W TRES 15 mg FRSILRIGESS R 12 /8 1k, 2L 4 1k
MTX JFER%T: 24 /NS TTER 425
- MATIAFF 150 mg/m® (FKFIEE 200 mg ) FKIHE, 55 8 K
« 51 60 ~ 75 mg/m® FHKEEE (R KFIE 100 mg) , 45 8 K
TP/TE (EAZEE. R / EAZEE, KFEIHHSE 2 AZcE, B4 A 17R)
- BAZEE 135 mg/m” FRIKIEIE, 1K
- 5 60 mg/m® Fbkifid: (HK 100mg) , 55 1K
< EAETE 135 mg/m” BEGRETE, 215 K
- RFCIAFF 150 mg/m’ Bk (0K 200 mg) , 55 15 K
BEP: {ORBER. KIBWHHE. 4 (F21 X 141MEH)
- FOREE R 30 U BJH KT, 551 K. B8 RS 15 REBE 2 K. SO RMF 16 KX, H15mg/ (m*+d) , H1~2K
- AT 100 mg/ (m® - d) KT, 51 ~5K
< I 20 mg/ (m® - d) ERBKIETE, 551~ 5K
VIP: KFEINFH . RIPBEBLAL . 0 (& 21 R 1)
AT 75 mg/ (m® - d) FREKEE, B 1~4 K
- SEIABEEERE 1200 mg/ (m® - d) #RBKIETE, AR, 1~ 4R
— SEERBRIICFHZ T 15 SR 5 780 120 mg/ (m® - d) , SRIGTFE S BB 25)5 . S5R0E 1200 mg/ (m® - d) bkt 12 /N, 551 ~4 K
- AT 20 mg/ (m® - d) FBKIHEE, $1~4 K




LN (U R TE S

ICE: R¥Biltle. R4, HFEmH (B2 R11MEH)

- SEABEBERE 1200 mg/ (m® - d) #RBKEGE, EAMRP, 1 ~3 K

— IR FHZGRT 15 RIS RN 120 mg/ (m® - d) , SRIGTESF AR 2005, SER1EN 1200 mg/ (m” - d) Sk 12 /0, 551 ~3 K
- RHEE AUC=4 115, #RbkiEE, 551 K

RFEIAT 100 mg/ (m” - d) #lkiEE, 1 ~3 K

TIP: 32BE. RIABEBLE. 04H (821 R 14NEH8)
- BRI 175 me/m” BN, 451 K
- SEABEEEHE 1000 mg/ (m® - d) ERBKIFETE, AR, 1 ~5K

— SIBEBERE FHZRT 15 208045 T 25 5140 300 mg/m” #Bk I, SRIGTESE 2 ~ 5 KA IR HIZY 5 4 /NI A 8 /NI 45 77 36 vl 4
- JA1 20 mg/ (m® - d) FAKIEE, %51 ~5K

T AT ARG, DR B
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ZMZE / E% CTN PRIE MY / HR

+ PD-1/PD-L1 #l50] (AIMAIEFIBREEST, RERFIZREDT)
* WARERIER BT 200 mg (FKIFTE, £ 3 8 1 0) 8400 mg (HMKIFETE, &6 8 1140)
* REHERIT 200 mg (MK, &2 8 1) + HEGERFTIAEE 250 mg (HR, &K 10

* 4657 + PD-1 #Ifl5)
» RFIBMSTERESME T4t 4a

+a. PiEBZFHRMERETHE

thia| BY AR dpaphEE (PSTT FOETT) BETT AR

R ES

oAb TT 5

AR L TR

- EMA/EP: KFEIATE . MTX, Act=D /MRFTCIATE
JliEze}

- EMA/CO: MFTIATE . MTX., Act-D / ERBERERE |
KA

*FAEV: KHEHM. HKILIAEH . Act-D. 5-FU/
FUDR

* BEP: PRER . AT, s

- VIP: RICIHH . SPRBEmeNe . %A
CICE: SIRwmele . RH1. HATin

< TPITE: $RAZEE . A/ 20T MAEIRTH

TEIRIT Z 20T I 25 /9 GTN s oA — & i

PRI A Z ) 1 7%

- PD-1/PD-L1 il 55 ( andi A ek side . K5
FIBEEHT )

- KA AP SN E i 20 R f




TR, HWEFR

PEEFLAMMBZED EEFRREBN

XS REEX
12 BT RPN IR FUENS , % 5 B — 3K
24 3% HTRGONIG RIS, R BRI 2 SO T HZONIRRITOESS, 58 A2
2B 2% FTRGOMNIG RIS, LR E WA 2 ST & P0G RIFICIEDS, 58 WAT1E Y
3%k TCIE TR ROTTCUED , e 20 WA 7

TE: ANTCRARUEI], 3597 2A JEHfiEry
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UEHR IR AMMIPENG ( gestational trophoblastic disease, GTD )
JE— LRI T R B SR A S R B, R4S RVE R AT iR
FOEMEE TSR o GTD AR HAEA R b X A7 2 5 12,
e E RO e X, #i% G (hydatidiform mole, HM ) &
A 2/1000 YRR 5 WIAERRIAIIL IS, HM &5
H/NF 171000 RAEDR P SR BB (LT RiAR C9lE” )
R HAR Tl R EAR 2200 il ik = 2H U B A e, K
AT HM J5 g 52 22 M H 4 iR (invasive mole, IM) X
PLIK A3, SO HER, & AR 380 LU R, S (1~ 9) /40 000 ¥
TER . BRI  % A0 R (placental site trophoblastic
tumor, PSTT ) HI b AR FR AN ( epithelioid trophoblastic
tumor, ETT) OO N A0 Y, HR A3 5 A bR % 4n
Jf1fif9E8 ( gestational trophoblastic neoplasia, GTN ) ¥ 1% ~ 3%

SCHRAS AR BRE RIS M BB i . 7E PubMed U881 . Hh3C
RO HATIHE TR 28, KR OCHER]: A6 | AR ORGSR A0 ML |

i

G IR TR AR o PubMed BICHE R R R 2% SCER I
SR TPFE LR B~ SCHR P 2 BT

N 23 | DEES T b S

AR 2020 4F WHO %A B € 2Pk A 58 25 o 23 26 (5
ThL) )™, GTD 7EH A A4 (D GTN: A 4F 50 |
PSTT. ETT ARG MEEFRAMARE . @ HM: fLiE5e 2 EH 4

& ( complete hydatidiform mole, CHM ) | #843E# %G ( partial
hydatidiform mole, PHM ) I IM, 3 i J& #£ 95 22 ( tumor—like
lesion ) : A 4% H8 H Jif Ak 0 057 S 0 FIG B AL 45 5T/ BRI
@5 (EEANG ) HBMRL, BIR WHO 732004 IM 512428
FVEBE W) AT AN E IR, A R EATRRE R 2 T
PEMPRE, I 5908 G FR R GTN. BT GTN B R 41 412
KR FEW AT A A TR AT R R, HO Dy dR R AT e
AT IR A SRR



=. 2=k

HM 2 5% UL GTD 2L, AR N ) 45 i (k. 5
Bl N2 GTIN I RTRZZ ., HM ZLIRE R B S . it
GY B AR bR 57 2 M S8 3 A D RRAE I S A iR . RV HM
AR 2H S5 2 b A TCHRIG L3 432 CHM & PHM I 2%
R, R ERATR TR A R, HM E 4R 0.81%0 (LT
WAEIRITRD) |, #F LB WAL IR —k HM 3158, HEA RN
1 1238”0,

1. I RFRIR B By

HM 835 5 i WA I R R B I 285 1B i, B— A48
EREMEERREZE ( B~human chorionic gonadotropin, B-hCG ) B
IR FREE R AR N RSB RIEIT .

(1) IRPRAEIR: 60% Y HM & 7R 15 48 138 3 1
— A2 6 ~ 16 JA B, FLAlI RIS LR R | HT
ERLCLIEZEESETE e o 9 LA P i)Y

(2) IEIRIRAE: I PRA AR ] WLETIE Mk, 5 S sk,
R, WK TEa2,

(3) HiBh 2. FEALHE R SIS B-hCG 7K Fll
JEo CHM MB35 i TR it BERE 2R, i B-hCG 7K P55
T, EE > 1077 U/L, 1B, ZEOTE PHM B8 i &4
FTRF] 10%., AR A DT 45 HM, 216 4 IR 5k LR

B, MR AR A . AR A IR R R
CHM M7 (o8 75 28 I Ry 1 S 38 R A B I A Y S s P e (D
EEAET ) 5 SREBAKMpA SN, HRTE R B2,
YR P2 HM B, AT REAS 2 WA B BEAE 4, (0] 4%
B LGRS St Z U A 22 4% . PHM S TE 4240
FERGRIGIE . MRl WA A AR sl s R (2)0)
LB SR JLAET . X SEhRiE, CHM F PHM 2 2
B 43 50 R 95% 1 20% ., ILAh,  TEBIE A 55 48 HE HC Al %) 7
BARhR ", IR R . R R SRR R >
1: 1.5, hNXLesabn)s, &S RET CHM & PHM 2 3n]
A3k 86.4% F1 41.4%.,

FAh, XF HM B, WATE M. R DR A
HUR IR D RER 2, AR MBS 2 [ ARl Rh (1, 457 Rho( D)
BPERE I | o HEAERSEAR AR A FEIES X £k /CT,

(EAS A, HM Y BB DR B ke AN SR i P
U LT 75 O A A KRN B-hCG ARSI, K 240y
HM 9 i 76 H 0B RL I PR BT g & B0 T o PHM A K AR X
G5, I PRAER AT REAE A AR B sl P A G R L T B, %
RINAREF =GR =, LB RIGIT480RE B KA
Wiz,

2. RESWT

HAVRIFI2 MR HM S 2R A RSBk . HM &
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URIE B AR I ) 20 AR i B R A . AR RN BE T
JEOL . e R b . AR M s R IR R B, R
PE HM 434 CHM H1 PHM PiFRZSHI

CHM B LUERRAE A BRI K . KNS, 25
AU e K s A T8 5 A0 A A AR 7R A B kT 3
TESEE JE B PR 5 FLA) CHM 46 ) 5T LA 4Bk I
B, A ICH A, MR B, R
H Y CHM D i 4558 5 T R A JoKtIE B, PHM A] DLIE# K
N EF ARG 5K I R BIR B AATE ;s KIS CHM /)N,
L 07 N = o5 A = O i e SR 7 N P =41
A S R Rk ELRR AR, T BN 1 A 3 5 A A I 98 B 3 T
1) S S IR RS 5 8 03% 7% 20 I I A 8 B 8] 5 PN O AL 3
P [ ] DU AR & B RS, AR EIG L. SR
J A P A A LT AR A

HRI 5 BE A5 2 K A5 A i X DL IX 43 CHM ., PHM 5 Hi b
AR A IR R . G RELL Al pS 757 Yo o 1Y (0 A SRS A |
%1 B BK 8 & 7 41 (short tandem repeats, STR) i 45 By T
CHM . PHM FIHE# ARG PER = 252 I 1

CHM (5 # G 80%, £ 0 A5 HL, Ll 46, XX N
F (75% ~ 85% ) , /VEHN 46, XY, WA FE WA 245K
AR AR R IR . HRTIA R, CHM 5 H 58 K 41 4 95 AT 43l
ity P E WA, HHEAIREDHELT 3. O

UK T2 K . Qa5 BUBURS F %45 . OF 20 2R M r sy
AR T 5 2R . AR AT BEAEAE TS 22 5. PHM
(A% — P ol = A A, Sl AT AN AL 2 . e RN o T (L oF
WESE o, PHM =5 R AL £ 69, XXX, 69, XXY
5769, XYY, HORUE K XOKE 32 K 8RRk 2 Ry e S e ok =5 14
( diandric triploidy ) -

pS787 S — AN AR ENC R PR KRN, CHM 40 i 38
FEIN Sy 185 77 20 RN % ) 5 AN M 5 pS 7 R e B
PHM FIE 45 6 GE DR v, 40 2% 57 200 ik F 2% 2 1) I 4 i 22
pS7M P RGO B . E A RGE IR 5E M A (biparental
CHM, BiCHM) J& ek Alny CHM, 25 CHM B3 11
0.16%, Y B 252 S5 9ME CHM /5 B AL, SR T A% 043 Bt
RGOS RCEACR, ARG A B 20 R 75 A LY pST7 s
ARG AR AT A BAYE

STR M BRI LA DNA, &) iZ A THEAIZH ) 2 ~ 6 bp
FPONR A, & A-T BT, MR BHE 28k
R A HFEE W (polymerase chain reaction, PCR ) 72X} 4 U4
KAGE (Z/DEEFE ) STR Z48 MR, Al i 4 IR 1 3
PRI, DT 2 G B ) () st A% 27l VR, DA A DA A JC A iR a5t
LW B ], T A3 CHM . PHM 5 o #8725 a1 4k
B STR AN AT X551 GTN 5 A Bl 4 il i 4 4 it ke Y0 1 A 4
g, IR — 9097 O R AR R AR . kA B



J& GTN, NHZRRSZE GTN WSy Ir5e; anse A= FE A0 R IR Y
Jifrge D A M e R B 45 T AR R AR 4 A U
LA USRI, W B AR R A7 O %8 . B i
SR, RS &k GTN BT, STR 43Hrif Al
B S BB S TR GTN i JeBEAE GTN (52 % 1),

33697

HM —Z8lf RIS T, BT AR W R B i e AR,
AHELELGW ™, ANHERE T OIS B AR B s i

(1) HM iHEA

1) REERS: TR T B E IS0 E IR IE, 2%
ARATk AL, AR, RER . mARE . FAREDI6E .
MY, Rh B i Y 263 SR 48 Rho (D) g BREE H o
A I AR = R PR S0 S R, NEWHETRYT
FER S RS T LAV B o A, AR g Sy e G B, i I
PRARF kR T

2) RpEE S Orad ik FEs, WINPT ek
WA Kz 85 LA I, kA A i B R, ST
AT AT R R AR TR BUSA, NS R R
GTN XU ", @RS, DAl I 4l 2158 24

SEMRERAE , WB A A G A 2 ZE Sk | nT G O R e

FEAWG e J T B RUVR B BE R 2 ~ 3 A, O A &R
M BEIRHEAT DL L4 E. AR 2, AI4A T F 5 I di 259

[ 22 ffogitoRn (50) BFIBRE R ], s TaE R (10U
JNZ 500 mL # A4 / # A HE AL A TR ER IR ) o HEE R
TEE H YK I RUE S, 5 R R T2 s
WM AB RS R KRG #. @ T8 % M6 i IR+
B, G kAL, EUOHE RS WO T T, Bl
FIRXFE RN <EUR 12 JEF, FE—IRIE G, e B 5E
HIAI NG SR B WA PR B o BEAh, W B R I R BE(L GTN |,
FROPFENUR R HIT AL FE RS, PTFATIE B AR . —JHUHi I
P TG RIS R ™, SXOERF AT IKIE B ARG 40% 1T 3kt
Bfbyy, HFAILAEM. @XFF Rh BITEm A B, AR
Jei AT SR Rho (D) G EkEH .

3) ARG, WEEARG, NAFAR A% h Y nY &
i (g) o i (mL) o AKEARIGHEAE (em) , FEIEH
Yk Bk Ay, A ARIEFE ATAT R A IR0 4L STR Kl VAR
FAEAIRIE, WSS B8 i S AR N

(2) FEZFEARAA: W E A AR KRS, N
S RS IR E AR, RIB AT I R S SO IR AR A, MR R Y
AR KOS AR B IR PE TR X CAnf e BUR . FE b
VIR H 55 ) o WNFEMIHI G O SEANG S5 & AR 2E L, W
P IR, RS, N TCIE S PR R, e T B P
MAES, WAERF 1 ~ 2 G 2 A s PR ee 2 5 FRRE &
TnEEA A I U R TR R A
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(3) P BN WAEBEEARG, K25
WRILEIIIEE BRI, AL, AR AR, &
Je it FARSGEA . WA A UL O SIS 1 AT, AR B TR S
I, RGN B AR AT, ATFETFARYIBROIE, nif
i Bl BN EIRGE, W DIRR A OP L,

(4) FEYIBRAR: 2019 4E/—T0 Meta 4387 ™ 7R, Xt
F40 UL, TAERERWEAERES, 7T EET eIk
AREBERWEAR, AFRE —EMEEE, ZRHA LRI
SERL, ARIGETREVING Y. % R E 5 VI BR ANk i b %
BAARTRErE, Hik, ANE IR b8 R e AR
WA

(5) WptEAyy . #WHmE E AR, ST P
PERHERETT (VRO SCHY “Rfys S0 ), nHa R4
BT 260, TR ALY AR HERE B X FAAE B A m A A
RIHE IR RE , JEH ARG R XER , AT TRy
B TEACTT LAAZG 5 S R, AR R D (Act-D) |
HIERS (MTX) [ TR “fRfE GTN M2y i (A4
$1470) 7 ] o B-hCG IEW)G, AR ENEIIT. A
fERE ARG 1l B-hCG > 50 J7 TU/L, FEARFT B K T84
A SOt EHEMEMN (LHLEERE> 6cm) B, AR
ik 40% ~ 50%. ARG, BASRWKE TR, R
Mt 40 F I}, AR A 379%™, Wit 50 %, Ak

56%. EEMHEREE, BAPLSRN 3 ~ 4%,

4. FEVi5 M

AR B ARG B-hCG Wi E6HEE, Fhili p-hCG
FIE H K o CHM % 722 Fh 15% ~ 20%, T PHM Y 2y
0.1% ~ 5.0%™, F Ik, 7% Wil p-hCG A B T 7 11 & Bl +5
ZEPE GTN. SCHRIRIE, B-hCGC AR ZEIEW G, AF] 1% 1
HM 3 PR B B-hCG Fhi P2, 78 CHM W, X MRS
1/406, 7 PHM H2y 1/31957,

BV B-hCG MSTR: M4 AR S, ARSI M B-hCG,
T RE N EXTECR R, — IR S ARG 8 ~ 12 R R IER . Il
B-hCG IEH ket I WEml, F58k 3 ~ 4k, ZEHANHMK
M B-hCG 1R, ZAFFZE 6 A P, Ff—EE oK,
HEARGHBL 56 X B-hCG K F- AW IEF 1) CHM B &4
AN GTN Y XU ZE R i 3.8 £ 0,

HM F8 5 15 911 R FH RTRE Jy vkae 2, REZ8 Jr 105 18 e ik
Zp A k2 2 1Y R BGR T E T E A P, DAL
SR VE T e I R 1 ARk 2 24 R 0 ] DA AR A AR
% (luteinizing hormone, LH) / BIVIHIELZ (follicle—stimulating
hormone, FSH) , M/ LH/FSH XK SF B-hCG I 5E B
T3 BAENRTE BEARG 6 4~ H B-hCG ERE 15 & T iR
RV 4T U & AR AEBE AN 2 6 S H I, 4R B-hCG R E
IEH, TCAAIRITYR . 1 YR IR A UR 5 P A G A iR 1 &



AN 0.6% ~ 2.0%, FELLK ARG IS PR A AT A G I X
W R, PRI, X TR G S AR AT R, 1 AE B2 0
FTREFE AN B-hCG BHASWEM, DABIRG A 0 I WGk, /i )a
WK B-hCG HZEIEH .

5. WGz —&3F HM MEH

CHM 5IE# i LIEAE (complete hydatidiform mole with co—
existing fetus, CHMCF ) & —Fh LG AL, & AE%0 1/(22 000 ~
100000 ) REEYR, &A= 0] P55 HEBR K 4l B AR S B AR
FH BRI T

YR AL2E T T2 CHMCF EXREE ., 4Iek%5
CHMCF 5l PHM I, 325 JEAT = AP B2 Wik A i )L
P, AR (SRR LT AR F ),
2% A TR A F=RTZ I

CHMCF 835 R R AR S AT YR 7851 75 T3 B 1 RS
BRI 7 A5 B ARG W RTRETE , N 580 224 B e FEAE A
FRALFRA JEI G BB A SR BN AR B IR, A A L
SURH DG A XU v e s SRABTI ™ (40% ) FiL ™= (36% )
B RURS: 4738 s 2E R R GTN U 8 5, A 15% ~ 20% 34
INE] 27% ~ 469%™, SR AR )R s =B I & AE i) Wi
ZARGR RIS, PO R RATH LR A, ARG RS N )
BE I B-hCG KF-o

. EERMEEER

AR GTN A R B A G M, /3 CHM
W2 WreR U Wit n, (HARNEA T GTN B LB 5 f
ot P RV A R IR A, AREIEE AR, 5 RE
wWEbA AR, RUEEARIERRT FEREAN, MR
RVER AN RN AR ANUZ S A2 815 5h . (RN
ik ] 2 MRARINERS IR IE OB, B EATRE. Ik, B
IR IR . RISFALOLA , 51 AR RLAEIR AN
IR RAEAE TR A R

LR HAE

(R 4 i ) B 50 ) 4 R K B SR R AR |
M4 B FE AN IR, A4 iR 2L 2L L (R 2 m] LR R
(1, R R B ol 5 1 RE SR LT R A
PEEE e 5 Y, PIIRILEE, kA ] DL Jey 6 4 1 845 7K
R BT LG A58 6 A0 S ARG AR 0 57 A i A E T E L
JZ. A SOERREAL; SRR AN, IR A A A
JEWABERES .

USRS A B FRAL (T E BT E AN ) AN RERH U B
BB, DUA RS UG A IR A, W2 IR R Gl S A 2
N T RERERRIAZE, AESY R, Rl BRI E H LU
TAFEGBEH
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2. IRERH

(1) BB : AR E AR . MH G B ARG
FRELw 1E T, s BB G R R MR A G Y FT R

(2) M9 Mg FEoAE KU R, s
FEPIR PR #9a kS BRI, AT 5 R R N
R AN IR,

(3) HAWZZEREREREIR . 1M B-hCG SH Tha+, W
A I T PRIV S IR s 5 S B it Il s i
NG MiEERS s MG R B v BRI ZU S L Ik A
SPHURL, LR AWMTESE AN RGUAEIR s BEDR AR A AT IR

3. #iEMR)E GTN &Mt

(1) #EPRIEBIG M B-hCG KFEFE (£10%) ik 4
WOH TR HFETR, F14R, F21R), FrL3 AsEK,

(2) 1 B-hCG K P2 BTt (> 10% ) ik 3 (561K,
BTR. B 14K, Frgk2 MK,

(3) WAL EB W R B A IR E e ™ 2
I 1 B HERR AT R 5% B8 R PR AT R . AR REBR AN, Hid
HRIEE, YERTITERERRG A, X TA SRS R H,
N YT LSRR . MR, Jili CT/ M F, 24084 4 KRkt
AT Sk MBI ER CT . MRI SR A PP AR e A0 L, LA E
FIGO 5 PE43 Rl R 4341 B, PET/CT 7 I PR 4339 B P-4y o
WABIMES, ANHELEVE R E A

4. %512 Wr

RGN S A6 AR L R RSSO RN . A
IR, DL SR

(1) FREAEA: FEARMEREZ IR, 20E HARHT
RATENZ, BHERARZBEA R BRI EZ,
BRI TC R B

(2) BH IR ERA SN 5 R 2R A NG I HELL X ],
JoH R 2 B A I B R AR B AN B U], R R
FSAE IS INE P 5 I Ay A 8 7 764 e ) 7832 7 440 o 398 A o
BRI ENUZIE ) 2 521258, (RS2 EZ K ik
%E.

(3) #i%fRsk . TRETFEERAR ISR TH
VR, P R A R PR ) A B T S 1R 2 A i B
A NGERE

53897

(RPBHMA IS A NG RS GTN B, |ikirTr,
FLACAE ST AT % AT FARIRYY . FARIRYT LSS IR E R
VIR + IR UIBRA

— 300 T 30 R 7 1, S e B A 8 2 i e e
PE GTN BEAT U H, 60 i35, 26 4] (40% ) 5 TARYT
RGN E TR AR < 19 2 5= 40 %; FETEN5~6
ooz Byl || a1 7R S et 2l g il =S S U N i



PR, 2R BRRRTE 2% (complete remission, CR) AYfL
JPIPREAERAT IRFE A oh 4.4 2 22 AR, AT REIE
oM 3823 MJFHE (P=0.14) , PIBERE KFRMY,
PR, X TR A B0 T BRSO, WAL R BN
REARE, R B R SO TR TS BR A A G SR A -

T EVIGRAE AW R TT VR — BAAE S, 2 E GTN
A O BB PEF 5T 45 R R Y, — R E YIRS, 82.4%
B EATIT (61/72) , LI HAER R Z AT FIGO i
Ja 5 5 ~ 6 (OR=8.961, 95% CI 1.60 ~ 64.96) , JHFLZH;
IR (OR=14.295, 95% CI1.78 ~ 138.13) . HIRA LIS
I, XA T BRI ARG GTN B ]kt e UIkk,
R s B3 R ar ez eyy . Wik, A4, AEET
VIR ANE Ay 1= 28 1 4 i 0 B I8 7 48

X TAFTERE RS PRGN . A SURHL 2 12 Sl 50 5 Fh
kb RUESE , ARAE GTN I PRI RA T eG4 2 (AR
WU TS PEr EAT 00 2097 ) o

7 0L S SRR .

h. SEEE

SR T BB TR AN AR A SR TR, 2 — sy B 1Y
WEFR AR, R SR SR AR 2 T IEOR Y SN E B 4

JREsH, RAFEIZE, &SRR EIR, kg R
MATATERA . 4 K 2k K& T 1E 8 SN IEH TR Z )5
WFHh “IERMEYE” , FEAETHEROZ,

1R

KR LR ARG L itk e, FERRIREIRIE, BT
IR S R A (138 5% A0 R I AR IR A, R 4
LR 22 B BRI Ak, 7T D 200 32 7 440 B R 45 4R 00 35 4 VR
BAFTE, FE AT WASEE i) PRI AL R AN . g v et i IABE,
ASCHE Ji 320 0 b9 240 LA 0 o i P e = AR i A, nT DL e
ARG TN I ST 0 3t o bR P38 B R4

2. I RFI

(1) WIEENR: 20T 46 & TR AR, A0Fs 4 2 G
(50% ) . & A AERER = (25% ) | SN R IRS ™ (25% ) o
BTV UE IR 2 A R TIANE , A A AR URFT 4R B AT & A= 2
A 2 B PR A AT Gk 18 4

(2) FEARFVALE : & DR A A ez . i ek 2 H
TR B e = O | R = oY B S W S (K= R e e
L, FERE MRS H 1 . W BA A L B i 8 v] % A= B GE
Kbl 25 &AM, T B fadE S SR
R ENEE R, PRI IR L K | AR L IR SR A
KIARRTE L 1T 2 A e AN, Ak, HE R

(3) ERMG A : A I AT & SR TE A B 2T (050
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WELTERK . TR TR, A 87 ok K ey 55 9 ]
T E SR AR, I AT b A AR 0 M e 2 (1
TEG I RS 55 AN A B R sl s i OB e ) o MBEE
SR ERIKERT, N5 AT R MRI VAN, FE I PRAL B
BB R LY AT RE

(4) WPk A . IR A T EDIRE . HARIRD)
AEAN B—hCG. UNRAL N B-hCG FREEF & I TR =S UE T
T B NI BEN LH 28 X 3k ZT5 hCGP, %5 B-hCG T
M E LA hCG IER WIFTRE AR GTN, N2y Bk —
HARYT o

WU SR A M R S, PR A e AR VL,
BAFEE L o ZEIE SR AR A A4 40 68 75 58 MR KA
N MO CT LA & S AE e 78 . AP fEmife’e, i —
ATIERR CT B3R 4A4 (8 MRI, WA EEFRS) , I
#B MRI ( Bk ) sk CT. fHTAAE R MmO, R X
A= BETE 1 AT DL AR A TG A

3. LW

A e HEZS S 8™ . R H i . SRR B
TE RN (8 ) B A8k K AR RRE AR FUAAE , 1 7% [& GTN Al g
GTN WA AL Wi O, iSO I PR 2 B H:
Wi, B-hCG KA IR RIS W B £ 2K 3, 1R Ak
EEEAATENZWOE, BRI . AT LRI T,

N AT FRLL U2 W, i B 23 7E T B UZ N sl 75 Ak
RS AR U WL B LB SUR AL G B I, W2 Wrh 2580k
ARG AL B 3G A 0% 5 A LIS A I IRAE, R L
SR, WIS

(1) #i%E MG GIN i2WibsiE ™ OFFE i B-hCG K
BFHEC£10%) K4 CETR . FETR . FE 4R FE21R),
ok 3 JH i m K, @Il pB-hCG K LE FF- (> 10% ) ik
3W (FH1R, BTR, F14K) FHe2 AaE kK, O
HLHB WM R B A I o 5

(2) AEHE GG GTN (40 ) BWibsiE: O™, 2 H ™.
SAIEIRZ ARG 4 AL, 1l B-hCG K PAFEEAE R K, 5
W 22— FE TR IEIE X BT, CHEBR AR 5% B sHE R P A iR
QMR LW R i

4. {5 R4 B 5 Vb

WRYFIGIR LI, RIE . BB EHISHIE, WARYEH
Al FIGO 43 A5 75 R GeXF GTN #5475 40 3 Fn iU 243 o
FIGO 3 W15 T g (B r PN el [ R 0L ek 57 At e o e
IR - B PSP R (AR 700) 7 ],

H i R A F 2000 4F 8 2 38 13 19 FIGO T PP
MH WHO 232, J &4 T Bagshawe TG PE4> RIS
F Y WA TN BT KBS AR R [
PERE TR AN IR B R A 0 B BUR PE R G (ARFEE T 50)” 1,



W 8 510 RGARLE G, AR T BE AT R
O3 JEIERE SO TS VAL o ARSE RT3 SR, B FIGO i
JEPESr, AR RARAE GTN (< 6 43) FlEife GIN (> 641 )
TMN 43176 GTN HARD R . TS P53 R Ge AT FH 1 ]
RYE SR AR (FL45 ETT #1 PSTT) o

7~ REMHAEEERAEEENST RN
BREE

BIT IR LAY T 3, S AT AR 7 S AR T B
IBIT T AR FIGO 7. BUSITAr . Al . XAEFEM
BORMATENE L AFLR G % 08, 0o 2 BOEIE AR YT Y
Ju

1. {i&f& GTN

fiX /& GTN 4§ FIGO Wl Jm ¥ 7> < 6 70 ¥, 1 1% MTX 5
Act-D HLZGIIT

(1) —Z3A97: EEPIT. P2 RENIIEH D
WIRE R FUGPES 0 ~ 4 50 . KRR WA G . kB
W ARG R E . E N — A YA MTX A Act-D,
WHHBAZE TR W MK fE GTN BB 254k )7 I R (AR 14
TU)” o T G T HE A Ao B 24 B R 2 24 ZR A0 T A
%o 2016 4E 1Y Meta 43 Hr 20 A 6 D BEALXT FEXES (randomized

controlled trial, RCT) BF5Y. 577 Bk fic GTN M3, 459 4
R PPN et-D BT e MTX ) 8397 5035 4 (RR=0.65, 95% CI
0.57 ~0.75) , —ZHH MTX LIt Act-D RIS &, ks
g k45 (RR=3.55, 95% CI1.81 ~ 6.95; P=61%) (th
SEPTRIESE ) o SR, DL LEBORHE 55% AR B MTX
WUATE R T2 (X — P RMIFREE MTX 5 Kk 8 KT E2%) o
— 351 I ) RCT (NCTO1535053 ) M 48 T Act-D ik vh 45 25 5
MTX Z K425 % M, G5 BIR Act=D kb4 245 (40 4k % A
R 79%( 222815 ), i MTX £ K 452577 %M 88.5%( 23/26 1],
SKIEF8K) , MAEMFFREIFIHM . BAETE Act-D 415
WL, MRS Z LT MTX 41, %A BEHBA i
R FARA BN M. (HIZIEFE TR B L R AT
1k, FEAELIIER MTX 5 R8T Act-D,

HHT Act—D BYHETE 25 245 )7 2645 5 Kk o7 %8 (10 ~
12 petkg 3% 0.5 mg € I EIKE T, B 1R, &2 MEL
1) Sk 2y (1.25 mg/m®, PRI KFH R 2 mg, #HIKiH
T, B2 JHEE 1K) o Act-D 5 KT R —LIBITIEMR N
77% ~ 94%, WkihZ5 25 HE R 69% ~ 909%™, MTX HL2j
HI7 9T AN 69% ~ 80%, HEIHELHITT EAU4E MTX 5
WM M8 HE (MIX 1K, H3 R, £5 K,
87 R, 50 mg WUATESE; SRR 15 mg WLATEST B R, 5
2R AR FOR, IR, W2MEHR 1K) A MIX
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5 KIS (0.4 mg/kg BIKFHESNLAES, &R 1K, 424
W 1IR) o 5 KT FRWWIREMRFN 87% ~ 93%, 8 RAK
T BRIR B RN T4% ~ 93%.

1 TP AN AR 0 MTX (7 %, f03E MTX ik
IR 5. 5N R, MTX JEY 7 I B 52
E, MTX J&Y7 g, ZapimuBliek (30 ~ S0mgm’) |
fd J] 30 mg/m” I}, 2% fif# %}y 49% ~ 63%. Hasanzadeh 25
I R BFFEH, 8 50 mg/m® MTX I, CR E N 74%, I HA
ROV A B, BEAEARAS GTN B — & 2y ml g0y
ZALFRRFTIHT ™ AEURmEE ™, (B TRV 2 HARH]
TEH, Bt AR,

TEARSE GTN Hr, FIGO PF43 5 ~ 6 43y fe A e 2y
PRI VE A AT A ER I HE RIS, Osborne % ™ AU RTIEYE
M I RIS G4 216 B8, Bl BonitEorh 5 ~ 6 430,
Act=D 5 MTX J&J7 (30 mg/m®) J5 %/ CR R43 3| [E = 44.4%
F112.5%. Hasanzadeh 2 " %} MTX # k&7 (50 ~ 75 mg/m2 )
RIS, 5 ~ 6 4 ERE Y CR R BIFE,
B 6 EE, CREHFA 12.5%, Y[ Charing Cross i
5T 1 RN PR 2 R A i ol 7 B S8 e T
FHRLR & BE, BUBEA FIGO 43142 =, MTX B2y {7 i il
TR B TR, Rl 5 ~ 6 /&,

ST 2 AT BT 25 R, 5 [ P b 27 10 57 4 B

HL RIS Y S R EN2 B 208 . YR YT T hCG (B
1 J7 mlU/mL, LA FIGO T35 F53 e S 34 0 G R i R 2R
Ieah, dbEEMREREAIF ST i R, FIGO PF4r= 543, 1k
JPHT B-hCG = 4000 1U/L, DAKCE IR ZEMERGL A TE ST 25
JRUE 3 NG 5% o Sheffield 2% 77 4 M3 H O 6 8151 A 371 fF
g2 WHIESE, 7E FIGO P43k 6 B o, ik 81% B
XA TN 24

Braga 576 2021 4F (1) 22 0 BB 5T Hh PO B, 6 3
JEVESY R 5 ~ 6003, “SRELSW " R RGN R
JEALIF 25 B BRI R R, X T A X PG R R
hCG = 41 J7 TU/L B 2% JRIR G A0YT s A AR —Rh fa e A
£, M hCG = 15 J7 IU/L B BWERAIT ;s AW fER H &R
Bfete, WIS IR AT .

ik, &% FIGO ¥4k 5 ~ 6 MK SE GTN 3, it
FEAE LA = XU PR ZE I, A4 e BB R e fE 4 R 1Y
WA AT 7 BN IR ik

(2) —£RIBIF IR AW / S PRl . I RIS R,
TR 1k B-hCG, RN RS PPN fLY T I8, B-hCG IE
WG ILE ST 2 ~ 3 A7 RE . X T B-hCG IEH M4 5%
R R E ARSIk . PRI, DLRERYTY 2 MR E
KRN 83%, WELIY 3 AR K F N 4%,

RITIE BT N AR AR A W B-hCG, FREE 14, (AR



wEA (R O AR ZE2Y ) .

PAZGARTT I 2 S U T 245 7R T dn iy 24k
JYRIHTH YT RERD L B-hCG FHR S ( Fi< 10%) ;
gk R 8 IR AR, RS AT i AR B-hCG 2B
FEETE

(3) Z2R3IBY7: 9% ~ 33% WIfIKSfE GTN B35 1/ K zhfk
ISP IR 27 AT 2 BRI T Jr RN 32 . M JE & TG GTN —
LARYT I RCT PG UEBE 2040, H — MR E 44 F1 TR 24 S0,
B LA T G AT S AR Oy O — R R 2T O 2. DY XS
Y i o S VAN (BG5S 2@ I vV [ et A i NP OAL (L
B2 24, B-hCG BV H < 300 U/L, £ H LU 155
DN G A7 7 %8 DN B-hCG F -5 H> 300 U/L,
o B-hCG F+ . QB @XF PRl 2451y ¥4 5 i A
fEo ATEEPEIERA AT 7 R ELHE FAV J7%E . AE J7 2280 EMA/
CO 7% (IRATIATF . MTX F1 Act=D, 5FRBEMEI A 55755
M)

X IR T I 2 R, WA R BR T B AL,
HR A F R 5 A 2R B T R T 25 R BT IRl AT B kb
PRk FE VIR AR + SO EVIBRA

(4) ZE3RY7 IR A I / 57 BOFAS . X 4k s 2 Rk
AT EE, NAE M —R B-hCG /KF, U1 B-hCG K4
PP B T, DR R AT L 0 R AR ST

JFRLG P-hCG R F-H 5 B-hCG 7E | NTFFEGTHE, f I
AT, EEGRIT TS, WERTTECEG FARIAIT

2. &f& GTN

& GTN F8FUS P43 > 6 7B FIGO VIR 1677 sl
DIBCE AT b F, DEREE TR U7 EHMRYT . &
GTN JA A FN] 35 90%, ALHE JL-T-Fir A5 A4 il sl B 2 5 B
MR, LI 70% VIR E . IR RN 5 RN RESR
FHIG, JUILRIE B A I R # . B = fa GTN RRYT kR,
H A 2 0 I L ©A ek

(1) @& GTN R IRIAYT: mifE GTIN LYY Jr i ik
EMA/CO J7 ZZ 8 L 5- #UR W5 E (5-FU) / UK (FUDR)
RS AT O7 %, EMA/CO 77 % (IRFEIA . MTX,
Act=D . FBEFER AU BB ) ®IUIRTT = e B il CR
BRI A AF R IGHE 90% L L, HeH LAY KON Sk E E i
Hl, HUCONAFE #rE. RIS R T (granulocyte
colony—stimulating factor, G-CSF ) Y88 SZF:FFIT0 5 5wk
250 B 25 SRR, Z AT E TR T
588 3 T AR B ORIE

FEE GTN M 55 &, FEIRYT 5 83 1 )y 1t A 1
FEMALK:, LL5-FU/FUDR N E WA ILIT 7 46 FAV
(5-FU/FUDR. Act-D FIKHEH ) F1 FAEV (5-FU/FUDR
Act-D. HICIHFHERL ) , IHIT RG] GTN 1 CR
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K3k 80% DAL, FIBEMEIRIRIF B B, FAEV 75 EMA/
CO FEEARFEMITR, HRIMERAR I, TR HX e
JYARMFAEAE2E 5, oM AT Jr S8 nT AR 45 b IX B Y 7 55 1F S ]
PR 5T PR, WLEE A AbIT 7 SR AR 259 B
“EfE GIN ERAIT TR (AR 15~ 1701) 7 &

15 IEARYFHRAE: B-hCG IEH J5 FILE LI 3 ~ 4 M7 RE

(2) #mfE GTN BRYT . #mfE GTN #8152 FIGO s
War= 13 4, siPEE . e 2 R e e Y, AT
Bk PR EMA/EP %5 28 )y 2 ™) (X F— L 2 R R
WM—FFURHER AR EZ 2B A0YT , T RER MR R FE H I
R R . B EOnE, R 2T, WREUR
HRIETS (RI 4 FINBET) o MEGE XM R fE GTN M
HIEE R, ATTERRIEARY T R SE R AR & 15 2 4ky7, i EP
75 % P (R FEIA T 100 mg/m® FIF 4 20 mg/m®, 2 K, 4
LRI 1 ~3J8) 5 AE 7 2 " (Act-D 500 pg K FE I
100 mg/m®, 3 K, JrREIRIN 2 J& ), Bbfa i far 1, a5 2
FENFREALS T OT R I B-hCG IEH G ILENAYTY 3 ~ 4 TP FE,

(3) PP 2 RGBS, XTI PR E RS
(central nervous system, CNS) $6ESHEE, HEAZHSIIARN (Y9G
J7 o —SRE TRETT S AT WA R il A5 P H ot e s
HA GG GTN [y CNS #7883, (H2Y 20% W90 85 A
CNS % 2., EMA/CO J7 FALIFI R4 Tk K556, ALk R

MTX 300 mg/m® FFIRIEINE] 1000 meg/m®, FAEFFHEHIA MTX
24 /NIFJE, R 6 /NIHINFH 15 mg IR, 34 v P,

i %% B 10 3 A AT 2 BB ST R E W) S IR JT (stereotactic
radiotherapy, SRT) =% 4= il i J7 DO =R Y
MTX., Jii%ER BE G RER N 50% ~ 80%. 16 AR BRIk
THREMRER . WFEBE . RANVRRRA

(4) WILRIATF a0 Wi / 57 A . R fE GTN —4£34
I H R W A P RO AL S5 fE GTN AR, —ZRAbyy i R
GRS B-hCG HBFFLLAKTE (CFAH) |« RE2% M,
VARG 2 R IBE T — a7 [ BMRby v A (50) HiBh
FAT .

3. IR R & & GTN HIALIE

29 20% 1) 5 fa E 3 —ZRIAYT 5 A CR BRI &2 % Y,

i 2 b v . HF v TC A AR T 25 bR e, —BA R, X T
R E A IRYT, A7l AR s B G P LA it
2y SSRGS, L B-hCG A S XA T P ul 5
T (FHE< 10%) B2 LT, SRR R LR IR b
AN/ INEE BB BB AL

R FRUE: YT I B-hCG #EZE 3 WM. 1 A
HBLIL B-hCG THE (BRAMEUR ) SURARER A & B AL o

Mif 25152 K GTN F# N PR S 5 fl B R Ay (A48 Mg A
BB CT, ZM K G38 MRI) , R A 45 PET/CT A& %,



TRIT I R TIGR A S TS5 . TSR BIRYT .

(1) ArEFEMILIT % {48 FAEV, EMA/EP, ICE (K
I . SEEREEBERE AN ) . VIP (IKICIATE . SRR mRmEE
FUE ) . TE/TP (ZEAZEE | MKFEIATT / SA20 L 4T ) . BEP (1
RBER . RFLIAT . i) %o BLAh, TIP (CRERE. SIEE
B i RN ) 5 5 AT A oAy A B 400 B T A e ke A7 2
FUFE 5 U Lo I R Y, LR IR L AR AT
(ARRFE1700) 7 o Ik TR T2y . 2k BEN
FPR P IEARSFAS AR M 1M B-hCG 1% J5 FILE ALY 3 ~ 4 4
JrfE. ARG R EWAEHRIEYT I MRS K1 B-hCG .
WAL e 2 BT A3 (V) B
S FIGO W KT 12 41

(2) HAEEABAIRIT TS T 2225 8,
HoAth 7T 25 58 RALHE KR AR THE A F R T 4 A A 1)
FPEIRYT R AT T4

ZIHFFEIESS, PD-L1 1E GTN AR iz Rk, IAHA|
BRHPT (pembrolizumab ) J&—Fh I FE 7 PE AT 321K -1
(PD-1) MR SiREUIAR, ZE AN ESEA, TRy L
PR A, s A WA MR e T 410, B ATz
AT RRAE 280k A AN EIRE, #RE 2022 4F4), %54 Ghorani
45 1% Huang %5 IR IEAY 6 AN DA TR R BBTIEYT AT 25
Sge R T Bk AE CR. BT R BT (avelumab ) J&—Fh

PD-L1 #I7], 7ERTHEYE TROPHIMMUN #F5E ( NCT03135769 )
BN 2 rp UY X TR 2 R fa 4] GTN fB 3%, A TR
BBURYY, S5 7 IEE (4 B9 . 1 ) PSTT. 1§ ETT,
1 BRARD) oA 1 B3RS CR, 6 {1 5 35 35 % By 2 5 2 g
M2, IR Rk mifE k. 1~ 2 ZORIr A RS &4
RN 5T1%, B WIS (42.9% ) , HRKEEL . /5.
WA RN . WL . IRIE T (4% 143%) . 3 BilEH
RAEEAN RN, A3 4% 2 B B R I, 1 PR
BFAR,

H ] Y — TR B A 2R BTG A H RS R BT A JE VR TT iR K
/it 245 GTN [ 1 3 R Il PRAFF 2 25 2R Wb s, 20 3] 22 2 by i
283, R BRI 2R BT A HYRE R BT AR JE TR T I % UL
% (ORR) N 55%, H:¥ CR A 50% (10/20) ™', fif
CR BETLE K. IITHIARRRN A5, 2 WA R
o ML EAE B, BA M EARE LA, 2023 05
PRI Be 2 Sk K 2 i 2 o Bl bERF g ™ 25 R iR, W T£
AbIT I 250 s, LTS PD-1/PD-L1 #II5], CR %N
87% (27/31) , #{K ORR N 96% (30/31) ., %[, X TEfE
Mif 25 / 52 % () GTN (%, ATk #1785 PD-1/PD-L1 #l il
F RIS . R EGAIZR ST ) 3 PD-1/PD-L1 5] (i
AR AR BRI R T ) BNV s A 2y (B
BEERFTAESJE ) JRdr Bk . THZGH GTN 3,
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(3) FARIBIT: FARVERBNGTY, A A MR
B AT 240 b SR s I B N . T ARFRAE
ST B (P s FE M 25 M e BB IR T P AR R 2L

251 GTN B I T ARIEE . B — GO, alint
FAR; FeR M AL wy Al UIBR AL s JCFARVIBRAL LMY
TRERTERE RO s ARATINE B-hCG NS AT BEHENT TE /K-

. RiaRiEFFHaEhhE

rp ] 7Y % 3R A0 MU AP JRE (intermediate trophoblastic tumors,
ITT) , 4% PSTT #1 ETT, RIE T EIMNZEFRAML (R r(a)
RIEFRANNG ) SR ITT 29,5 GTN FGHIAY 1%, T mReiEe,
X AR W AT R R YT O G BB FE 1Rk B [l P i £97] 8 2 B
GIRAE, e O TR . 3 R T R A AT IR S A
A EHUE, nTREAR R TARMZRR R TR, S vk IR AT ™
WoR, ITT BHTREERT 64% R 2™, 21% NE#E G, 15%
Sy AT R

L. SR FEARE

ITT MBS AREEL SR BT, SR B v 3 i ) B
PRA S A SV s W, (R4, R FI BT AT R A T
EUZ TR FE R, WAUREE T ARYIBR A F B hrAS,

(1) PSTT: KRAKFEZNERFE . AR vRiE A5,

A, FURAE, VI e, Al iLARPE S ISR E . BE R ULIE
T 52 A1 Hh ) 70385 57 A I S22 DR/ INAS 36 ) SR TR 8003 A T
UL ], SR A, iR 20 A o R 28 1 A BE A 4K
H— AR I I AR () e e M . A 2 AL YL (L /R PSTT ki
FEIRFIRIERAL G TR AN A AR IC HPL, Mel-CAM ( CD146 ) 4,
1M hCG YL UmAt B M

(2) ETT: MIEHEAEFEIRMEE TR, B A5,
Jay kbR UL R RAR DL S | AE s e, BT Lkt
PRI . SRFE. BE T WLARXT B — ) 1 KA I 20 i 2 IR
FRARBATOIRHES, W 9w W I RESRAE . Sy 28 fh g
6 7R ETT 9k 18 %3k p63, {UkEPEK TN HPL, CD146, it
50% 1) ETT %3k cyclin E. ETT % R FE T BAIE S
B, BT HE R AU H 3R5E p63, nlRE B iRk 40
g AR o

2. ke R B A Bh A Ax

PSTT Fl ETT 38 A K G218, 10 A& e o BA ] 58 AE
JaRERY, 2w RN FE T8 24,

REZETT 43 B-hCG, (HI2 5 HABZEA GTN AL,
B-hCG /K-F-HH B Ak, Pk, T ixX4e GTN WA, B-hCG Jf:
JEA B WS FEATR . 29 30% HYBE BRI fEE LR, i L
IR, HBRFR A= R 5dE, #8745, MRL,
CT “5 2 n] FH T B2 .



3. BEHE

— AR, MHBLUF A Z —& ML PSTT, s A
B7PL 424 > 54 /10 HPF . QF FT R IR (8] > 2 4,
QFEHMERS . OURNUZRIE | Wk E K RIBRE | 7RI IRAE
WAHGE, FIGO Ml . Jf K T 4 48 22 AL 3% 5 14 i e
YRR SRS AN RS 2R o

ETT SR K NS, (HAHL PSTT 1 5 H AR B B T
., — BB EE &, W EIRITRCRA . ARG R
FAUE: FIGO e ™ fEfEFE 2kt RETFELZE
I BRKIEZ; ML, AR %o 2 R BT
TEMAERZELE T, FEAMNREE 2 X5, TR MY
P R ) P AT 2 A T i k. Canfifiess ) .

4IRITHR

FHXEI 7, ITT X AR Y7 AS Sk, R T 92 ITT /1) 3=
BOGIT T-Beo PSTT Ml ETT I9IRY7 S HR T2 & A m Ak 5%
¥, DR GIta R X TIEERN L 8, £
L) 0 100%, TR BR, AfEER 50% ~ 60%. K
FEIS IR BT N N, e T A A RS A
2 (SRR EAEIRIIRG = 48 1~ H ) (9 ITT B i Sk
FA,

XFICEREMEER ( T1) MR, T8 S on e )
BrAR . AERELERARERT 8, OPEINWIE R, o

FADPIL, WL AL R H AT M G, R B EF AR PIT
PP B8 55 5% A T AR AR R T S AR 2 A o B R PR A 2 R
TR R, LHII RS, AT BN
SEVIBRAR .

TRI7 AN = fa B TR YIRR G R BhIR YT, N
A AT, AIEE R ARST I 242 4% FAEV, EMA/CO., EMA/EP
FTPITE %o X FAIEAL S 2 R, kB ey n]
Ref—EfEH 7, Aby7 PR AR =78 GTN,

TEAATIRRIGYT . XA R. WBEAT . IKE Bk
BB PSTT [, I8 40 F0E M E AT B2~ R A&
BLOFERADIRM (50 AT R RARTRIEH
ANIE PRSI TT o PRSTER T Jo ot R 2t 5 o kA
I B-hCG K P58, W HEFEVIRA, HES ETT A
B R 28T FIRHATT B AN, H AT AN R AT A
A B IREMTFAR,

5. BEAIE

WAIEAE GTN, (H i F Il B-hCG /KF-ZHOE 7 o2
HE, EB-hCG FE I ITT B RAR I A I 5E . #2158
SR T O E A AR BT B T AL SR MRI G
. BEDIABR I GTN,

6. /NG5

GTD ZFEIWEG, Wi K L7 5 i IR B T 400
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REMEG —22W, NRRITEEAR, AR5k U
B-hCG. GTN WIRHE FIGO FlJ5 10T LIsr 20T, K& GTN
T MTX 3¢ Act-D FL2§4b)7 . e GTN £ LIAbYT S 1
LEAIRIT , AT TR E R EMA/CO I8kl 5— URMERE (5-
FU)/#JKH (FUDR ) R F0BGAIT . GTN Al by iR,

2. 5% IR GTN M55 MDT 25 RHE 1Ay 7o .
il GTN I FAR N MG AR B GTD LY HI
JE, AR R SRR A 2% GTD 187 45 R AT B,
SHELISIT
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