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RELGFETH 5.

PSTT & (315 88 IR & o> v i 20 5% 2850 i in-
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tern /K< 2 &, MMEREHBP RN LT
T b, HIE MRS W I 1 cytokeratin,
hPL, placental alkaline phosphatase A% & ¥ (2
BYETH Y, hCGB DFEFHEMIMIZ— MBI\,
RRFEEZ DT RTOMEERE ATIHIRE T 5
ARIEF IR DS PR 2 5 D, BRIITIZE H AR,
AEERHINEE 2 EHRE 55, (LFFEICIT®
WIEBIDZ VDS, EBEZERT 5 D%
B 2 B THOVEEIEE TR I X 0 Rl i R I B
THhbH, FEIREHELT, EELILIA
235 TV ABEE TS MLH hCG T B <,
WBE —H LBV LMD hCGHEN L WES
R—=A—=CIEBLhVETH 5.

MEOER LYEAOEARCLHFIBHL ¥ 2
YO, g~ — % —T»H 5 hCG REFEDH
H2 2P 5 T, primary chemotherapy fEFI, 3
bbb, BWRIICRATERWBRESFOFRAEN
REbhad, WEOHBITE RO ENEE
L2 AT SELEMIHEMLTE TV
5. BERICHFBMEBEICTEHINE I OO
BN, RAFTHERERTIEITHRIREIR
A ENOLEREZRNTLLEND L7
B, RILTIIMERBW R 2 72 X - THEH
BN I W1 hCG frbliE, BRIRMBR ARG, B
IRIRERICOBL, WRErRETHZ L8
—RWTH L, MERMBHAITICELT, W
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1 WEMHEROSHE

1) EBENSE
I BBIRERE  hydatidiform mole

a. JEBRAESEIE non-invasive partial mole
b. & A& invasive partial mole
I #%FEHE choriocarcinoma
1. EIRERERE gestational choriocarcinoma
a. FE#ER uterine choriocarcinoma

I Placental site trophoblastic tumor

V FAEE

(3) FEEMIHERE clinical choriocarcinoma

1. ERIREE (&4 88) complete (total) hydatidiform mole
a. JEE AL non-invasive complete (total) mole
b. B A®F I invasive complete (total) mole

2. B4R NG GR35 I8) partial hydatidiform mole

b. TE4%E extrauterine choriocarcinoma
c. MEBEPIBREIE intraplacental choriocarcinoma
2. FEHIRMERLTERE non-gestational choriocarcinoma
a. WEHIBPEREHE choriocarcinoma of germ cell origin
b. MWREDHILEEIZ L % D D choriocarcinoma derived from dedifferentiation of other carcinoma

persistent trophoblastic disease
(1) #Fl# hCG f#HehE post-molar persistent hCG
(2) BRI BRAZTED 2 WV IZEERMEAE clinical invasive mole or metastatic mole

P2 B W CRERR STV BB 1345, B A
WHE156 2 R RIIT b 72 Rat 2 K 2 1R T
A, MEREFI D) HIA% A a7 5 HULET
BRI TENRE &, BAFRES DS H97%55A
a7 5 MR CHEERNBEATKRELZH SN, IE
BRIBOTHVI EFELDTIHEH ST
%Y. —F, SHETI, MERELBRATHRE T L
D THIRERER & LTV, WHO FHHIE
A ATIZ&Y, lowrisk, middlerisk, high-risk
WABLCHERFSEZRET ST LHBL 0,
DA AT REIFHKOWMBRRDW A 27 &K
HH%Z L, MERBWA 2710580 EORERIX
91%%% WHO ¥ # ¥l & high-risk 7 )V — 712 &
57,

RBRFRREECTEES 2 5AF

R RF M SKIZI L, TVT, BRICE®T
V7L BETHI L, T2, BEIIEEIC
FEDHLVIEIEBTH BT PRERIF N

#2 WEEZWAO7 LRHEENZHO KX
(Okamoto et al.” X ¥ t%)

- WERBZ AT BAFTIE WE
<5 151 (97.4%) 8(6.0%)
=5 4(2.6%) 126 (94.0%)

EHUNT X ST w, BHIGOERT B D
HHBRRT, H50IEMENRREBBESY v
7 —ORETIE, 1,0000 A L2.85DK
RBBDOFREDA SN T2, FK 6~9 D
s —500WmE T, 1.6~1.8 A
PR LTBYEKD 5 Wi KkD06~1.1&
Vo 2 BRI DN T WA,

ERRT RS E RN TSR A TH
D, TRTCOFMMIICHRBKTH S, i,
2Rk, WY ORBIHNT 20 AL, B
F ORIV F O THEZRYET L
&b, —H, BORREROBENEZL A2
WPk s 3k, bLLREMIYI-T

NI | -El ectronic Library Service



Japan Soci ety of Cbstetrics and Gynecol ogy

20014F 8 A

HU80%Y LB RBARREEZETLH L IND.
R AR A R St o0 R 2k V3 B R IR B ik
BOETEREOE VS THMENIZZ) LA
eI EBRL TS EBbNS, New
England Trophoblastic Disease Center TiX, 6
ZOLEIZ = b F =R 5 TVRBIZH 20
boTRRGBERYEL-Z L2, FFICS
o OBEITBW I HEO BE L AHFHEO
FBAECHEGLTWAEHEELTWAEY, £ FY
A CRILRFAIEZ 0B L 723550 BH % 1R
W EDFEE AT L TWa A, ZhiZXhidim
WRIABEL, 4 ¥ F/SFR5 UV ROKEICH
EOFHREDVLh o7 LTWEY, THnoi
FAREREOHRZBIET 572912, EED IVH
BEHoRAPAALN TS, —#KE) 7% IVH
ZITIRERARL LTRIRGKOREZ AL Z
&, ICSIIZE > Th 2T 2RI X B854
DRAEVBHT BT ELR 722056, ICSI
EDNA # 4 ¥ ¥ 7R FISH #: %2 Hl w2 BB fi
FEETFZEHOMAAGDLENREZEZOLRLTY
%9,

¥/, &9 LR & Rtk 2 E 0Bk
o, Bl ZIXBIZTF OARE R HE IR ORI
HEUEPRRTBOFHR IR > TWDEDR5IE,
MEN N O b RRA B 2 5 13 R A%
BEL BHDTIRHE V> TREIMITbILTWY
A, LPLeds, Fre—rTirbh:iitk
TIIREREFBOBMEIFORBERSL Y 4 7 LH
BRIV EZHMELTWAY,

RRIREGFREORAKEREREEZS5LS
EF

ERRF I BE D10~20% 550 b @ 2 A7k
7 JiE persistent trophoblastic disease 12 58 J& 3
5. FRRERPHER, EHIZEP hCG %2 e
LAy bAF7HETKTIA L 2MHRT A
ERRFRO—REHE 250, FFIEHEA
DhCG DHEZHAEECHVLATVE LD

ALY ML T a— 1319

13 hCGB-RIA & hCG-CTP-EIA ® 2T 5.
BEEINCGB D Hh D CEMRTF Fizxt
THHEEHCCTED, WEKEE LIFTY
LH L DA Z IZITHEMTEX B, T2,
hCGS-RIA IZEE#EWE T hCGB ZHWT WA 7
Hng/ml &) HEBMTEI NS A, hCG-
CTP-EIA & E B2 6 ¥ B A2 C H % mIU/ml T
Bah, zhzhofl&E L hCGB-RIA 2%0.2
ng/ml, hCG-CTP-EIA %%0.2mIU/ml T 5. #
B BHER BRI WET S 2 IS 5 RRF
B2t 888 2 ER B & JENERR Y 2 B )
AHE (K 1) 1E mlU/ml BAL TR STV S P,
L hCGB-RIA IZ & % ng/ml AL @ K ¥ hCG
BEH—7"(H2)bHEME SN TWAS, Ing/ml
EEA10mMIU/ ml ICHM T 5 L E 2 5525,
W& 2 s 5 & BRI BIRETE R VWEED
horEbh, HHLTYLIHNESRZ ISR
LBEBICHOWRLERDAS ). ThHEENL
HEBEBORE D — T Hh SN, FHRRERE
PEED N 2413 hCG AR OBE R HE D
DEE LS, OB, RRE IR bR
BEICEBETHVRAZOBEVEZEETFHTER
i, X VEAEL hCG BHO X ) LMLz it
LIP3 FITELREAMTORTVS,
EWY, FEOKE X, hCG LRV, ZhILE
D RLRF B BEAE 5 O BRI M i B W ER AR o
W ORE, BRHmEORFE, BEMEOWR
BRI 2 5 OBE T, 35l L, BRE

E 107
2 10°
E 0%t
m 10"}
@ 3
Q 1or W e
HvhA 7B 1 R (BRRER
l 5 8 2038
SHHE  SRBLRER

1 A BEO hWCGIEDHER Y —
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Serum B-hCG (ng/ml)

0 5 10 15 20 25
Weeks after Evacuation

2 RRFGBEHEBBZEOBICCRE I — 7
(Shigematsu et al.”)
FERIUT M, BERRIZ5%EERAEE R,

EEEED D, REMBOMMIE LW &3
MREIEDNA VAT THIHE LI MELH D
P, RRICREEN R NG A=Y =TT L —F
RRDLZEICHLTEKEDZL, ~E0R
ffE AR TVRV,

RARZFIE 2 O AR EARE IC AT T A 56,
ROBELGHEERZEE TSI L, BH» 51
THCER LTI LX), m&H4 %tk
3 5 KT O &K TH % vascular endothelial
growth factor (VEGF) 23{£5t M BIE O F I H
HTlhuwhrtvws2u@giEsrsEzohns,. L
LK SIZRT & 9 2 d VEGF 813 KR &
6 B E TR OIEEERERICHEREr - 72D
DD, MEDHETIEZEN o772, T2, B
KEBBREFR OHMK VEGFMRNA D EERTDH
2B T, VEGF BB PANCIIHFH TIE R
WwWEEbhS.

BeFEDOF AN B L T 19994E 12 Mk 6 T BRI
WD o7z, T AT LIRS Yeta KK
DL, TTAGGG @ 6 HERH Z 1 i e L
72 RERH X Do T b, MKIZS2T 58
278 X7 OREEHIDGERICEIRERBES TR
% LT A%, 200~400 @ DNA #H B o
TTFUATPRL BLHEEZZONRTEY, 7o
AT ORIIGMBOFHITHEIEG LTS,

HEIREs3% 8 5
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O BRMEERIEL 15EH
® FRMELABIELLD > IfER
X EBHFiR

3 BARF R IFOIILTE VEGF E (Nomura et
al® X b &)

TR DZ L ZFa x5 —BLitEh b5 X
T ORERFI EMESELBEEHLTEY,
FRATORSZHHETEXLIETREVEGZ
BEHLTVWEEEZLNTWS, #ETIE, B
L3RG HEBRF O 7 a2 75— Eihtk
A, BB TEEICHER L2 b o Tik156H
BENZEETH-7o—h, BB LG8 T
Z16BIH 3PN Z AR BDATH 72T & H
5, HBHEEO T O A5 —LIEEIBREOTFA
WTFTHDELTWAEY,

9 L-RRG M A o Tid e {, Kk

CABBREROHE L BROFEICB VTS M

PHEHBINL TS, FRABREICIIRES,
OG5 FEIeHd, Q@#$mERR, @7uxsy 7 g
VY VEOEWCIBBRFED Y AH B,
BWEZF LY FRBEELEEZT-72b0EZF0%
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WAL % 20T B A BT ARG BT
MLTwht@mEIRhTWEY, Zo#HmE L
T, BYWRZICERARRELABNEREICKD
LHZENERTHAIELTVDED, SHITT
OB EHBREIC L 2EROWREED H
5D, RITVEYOARIC X BEHKEEREM
BEFLLGWwWERDbNS, F7-, SRR
IR B O TS A RIIIRG B Al & =0
PolzbOn, FEEOELEOEBREND 5
s, FHRNAERIEEE LTIy R
PR LMERTELTHA).

RO X 9 12 e & oA R
KESELY, BoaHKo%  3BIEEFORY
D720 RPICHEN S h B R H 5 IR TH
D, BEOHIHIBOTHEFHITH LIRS &
Ja# OB REFEBRERIIEVEOE L TH S )
Z, MERICTERLZVWOTIZE VS8
HhH, THLEEENDS, BAHEKEOEEIER
B hCG BHEZH B S, HSHVIdERANH» HIT
b v o 7 2NEN TR RZT 5 Twy
T2 enb, 4 FYRCBTHBI0FEMD
3,00061 & W o 72 S B O W G B E Ok R R
BRIEICHET 5 8RS HE I Y.
3,000\ D575 & M E D % TR & %
J72bDRHIRE o720, EDHH 3
BlLIRER TH o722 0D, BHEIEEH
JaEBED hCG FHMBLEL L TWAE, HRTO
199442 5 19974E 12 B 1T % Wk B¢ M3 5
BRI B W T D 76HI OB (R R
BREL)DOLEPITEHrFRE BITERE T2
HONR2PIEFNT N,

Iﬁ%ﬁﬁ%@ﬂﬁﬁ%

FeAT IR %2 B D § AR BIE & BT Sz
HRBRMIC X 2 MBRZ THRERF LM SN
8%a, OFEdiEfoRE, ORI XY R
RBELIER, OMFRENI BT S, @
hCG LW EED I W — A —DFHELE V5

ALY ML T a— 1321

T-BH A O BB ALFRED L {frbh b,
AL 2R DRI B 72 o TEARF TR ERM
WA a7, BKTIEWHO FHEHEAITIC
Lo TNAVAIDBEERELL VAV 2
ETHIENRDEAETHD.

FEMERBED 5 Vid lowrisk DEREFEDE L
1& Methotrexate (MTX) & % & Actinomycin-
D(Act-D) ® HHIHEE, BEIZ MTX/Act-D O B H
BEECTHBERIRT A I RN TH S, &
I W\ 725EBIIC S Etoposide % B #)0> S W
DTHMTH o7 THHEVD LD, —BKH
iR 2w, D RKELHAHELT
Etoposide i XM #BOBREF+TH Y, H
s, KRE, LD R4 %)% Etoposide i &
TREL BB LPMESNTVEY, FFIZR
B 2%2,000mg/m*% B 2 5 & F L 2 A D THE
BEOLEL 2 5H, 2,000mg/m L FOMHTDH
FHIEOFRIEITRE 5T 5,

Z D —J, high-risk #EENEE DOREFI R L
T, &AH 5 Etoposide #Hh& L7z L T X
YERAT ALENRD DEEAEDE V. EMA/CO
(Etoposide, MTX, Act-D, CPA, Vincristine),
MEA (MTX, Etoposide, Act-D), EA (Eto-
poside, Act-D) %% high-risk DFEFIIZ first line
ELTHWONE —BRILL I A THS, £
72, MTX/Act-D % O HEHFEA~ ORI %2 /R3S
KBOVWTHIIHI LAV IAVANDOEHEPLEL
%5,

19974E 12 4 ¥ J A @ Charing Cross Hospital
A & EMA/CO ik % AT o 722724 B O f# 7 #s
BEAHEEhTwa?, Zhid WHO F#H &
Z a7 8 ML LW E A #H high-risk 77V — 7
140%, Al SKHUIE PIS6HI, M % F 55 B35
Bl LRETH Y, o TidEdHH
R LR TH S, 2R T 5 FEAFE
H86.2% L WD T X VRERIVRIN TS, £
72, 1218 OAWANIEDTRE B B 5 \ IS P FERE B 72 0)
ZHRIZLTDH, EMA/CO WHPiEEZRLE 5
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WRAIZEZREL SN2HDI21%ICHE
Thol. TOXIIZEMA/COBEENEN L
BHRLETH DT Lh 5, EMA/CO BT B3
BIZBH 35 LI VIREREEOFHEZ A
HY5RDERLRRNTEARETELLEDEZLD
N5, 29 LKzl hiz, OBBEBE T
W12 AU ERBLTWAEZ L, QiEBlEEss
AU ETHE L, @Y THRVWFHRRIL
HRESEORBREYE DL EDZH1ERIT O
TBY, TOFHEDI LB, Z0oHbVE=o%
HTH5bDDRTHRIIIT.7% 5 10856.6% & & <
o TW5HY,

72, EMA/CO®BDI— X 2124725 CO
(cyclophosphamide, vincristine) il & %) %
PHOLNTRWZ &N D, CO %KWz EMA
# D high risk JiE B % H0 E first-line & LT
B 3 T Tw %, New England Trophoblastic
Disease Center 7> b D5 T, HHAIHFEIZK
Ptk Td o 722619214, middle-risk 3 B4 6l
HIRD 7B 5 BIA EMA HHEIC X - TERIC
FEoTwa”, EERITREMELT, ZToO¥E
IXHIZEMA/CO °5 CO 2Bz bDTH Y,
BEARLTITDIL TV 5D 5 HE: MEA #iE & /&
%AHZ L5, Matuietal 124 Y 5 HE: MEA
REOYRERPRF S TwE®, Zhickh
i, 398D high-risk MEMRIEE OB EICB VT
2001 (74.4%) \C BfFE AT %, BIMEH I EMA/
CO LM TH o2 LD, 5 HiE MEA KL
IZ EMA/CO I[ZIZIZIEH T 2 IBBETH S L #
Abhs,

EA % 3 HE (ARIFTid—MAYI1Z 4 H )
5.9 5 EA #E O, 12 low-risk MTX #KPidE
BIZ BT % second-line iGEH & L CORIE D M
FHINTVED, BRHEARIINNEBDTH
MTH5HY., MTX IZFEREEER N LD
HE#EEERSSPUSLISHETH S 212
Z, 5 HEE MEA BEOREHMAS14HMTH %
DI L, EAFEIZEMA R X TEI0H

H PEEES3% 8 7

B OKREIHTHHEBETEEL C L 25, high-
risk BBHEEEH N LTd EABEIRED L
VAVELRDYRDZVEEIOND,
first-line & L CTHV 7z EMA/CO 123} Ltk
Zn L7234, CO % EP(etoposide, cisplatin)
(ZiE &R 72 EMA/EP 2 d BN TH 5.
EMA/COBIEICH LTS LM EER S %L
% 72REBIR° EMA/CO 2 & » CEMICED &
B0 PRI LR 2 D 723461120 L T EMA/
EP (3304 (88%) I B W CEME A% £72 LT
W3, OB O MR B DA
HEFORERA 22 VB HRATLETH
b. D 7=% EMA/EP ®{{ b 1 I high dose
5-FU/Act-D (FA) % second-line & L THWTW
LikdH 5",

BIEEORD K& % BEIZZ NS second-line
FCOEBRTEBICES RS ER, H5HW
BEZEDRICHERICE S EFIIHTLL I X v
ZWVPIZT AN TH S, taxol I3 in vitro R 12
BT DB 3 2 WEIHI R R 2 A
L7222 &5, EMA/CO ® cisplatin 7% % fif 3
ATELD S 72EPICBOTHRIRF ENT
Wa?, TN E T Casereport 12 L, H5
BHEOHMBIIHEGETE 52D ODEBPICH -4
HRENSHIHL 72729 taxol DAIZ L - TEMR
BEATEEMIZLTNTHY, 5HBINE
BROWHRPITOFMHBULELEZ OND. ifos-
famide 3 H.#] 3 % 1 Etoposide, cisplatin &
HLA G b 72 VIP #EEIZ X - T EMA/CO &t
HREBRIERCBOTH BRBIIRESINLTS
Y, high risk MRBENEE KT 2R R 5
LT 72, 19944F 12 13, ifosfamide, carboplatin,
Etoposide % #l& & b+ 72 ICE # #: @ phase 1
/ MERRBR s S, & & A HpirE
DWHRTANORRPED b7z, T, MIX
LFORBFEPANT AR — 2 LI P
HREMBREDIRY LS R0OICH LT,
ICE LD =/ b 28258 RS B
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AT AHZ LD D dose escalation 12 & - THL
JEERROMAPHETE 2K TH L. D
72, ICE #EICIIEER O mini-ICE #k &,
mini-ICE {Z JUS U723 FNIZ3 LC H KM i
i B i (PBSCT) % #f Al L 7 high-dose ICE
WA H 5. miniICEREO 7 b a—- LV EK
4127775, 1H24K B @ 9 H 228 [ Etoposide
WCRE SN TwAb, Zhid Etoposide 7% 6 B
EV) HEBHECERITH Y, R R
AV A5 —ENOEEZHET S LHPEE
MROBKIZOLHN D L ORI L 5. EMA/
CO, FA, SRR E EZ S DRFICL T
HEMLIRLD o BB 2 AT 5 RENNES
BEITH L, miniICE, 2 2 — 2 # PBSCT +
ICE, 4 23— R & o TEMBIZE - 7IEF 23
ENRTVBE2Z EH S, thirdline & LTHN %
LIRXAVEEZD BETREHMLLT,
PBSCT iZWFFEA3 64T L T\ 5 Ml 15 55 R il o,
ARETDILT LI ZOMEMT IS TR
WZ &, EERMERE TR EVHFTE
%R EME S E — I 4 WA 51X PBSCT @
WIS % 67, Rl Tr 5 TiIBMgER

mini-ICE ¥
(TRDOAF T a— V%2 Y EL)
IFOSFAMIDE 1,000 mg/m? 1h
hour 0—1

ETOPOSIDE 150 mg/m? 11h
hour 1—12

|

CARBOPLATIN 200 mg/m? 1h
hour 12—13

|

ETOPOSIDE 150 mg/m? 11h
hour 13—24

Mesna 333 mg/m? IFOSFAMIDE 30438, 4
R, 8 BRI

4 miniICE#Eo7a ba—)

ALYV T a— 1323

WARELREELHLIENBITONS, HL
PBSCTZ W& < & % 32— R LL_E ® mini-
ICE {2 & » T & L 72 melanoma % Hodgkin
WOEBHHZ Eh s, MEMEREEHFICE
WTH PBSCT %Pt L %2\ mini-ICE DA T %
AR CTE, SBRERMICREINEX
EThHA).
LFREICBVTIEL YA v oRIRE 22
DRBHHAERE LWL ) LHENT S 2 &A%
DTEETHY, —RIIEHERT R #ipH
TXOEEIHBELRY BT EITRDE. £D
7211 G-CSF DEHED LA TH Y, in vitro
DR BV TULHRE M e o B9 58 1213 G-CSF
BEEBLEZ VI EPHEINRTVAS,
MBS DL AR 31 O I 5 5B R0 1k gk 77
B, BANOEBIIHE SIS N TV S,
IR LS, LR, WEUWHE, Ko
WARE, EREER, BEFREOHEST
KLY, BAEDCFRBEIIEE TV EEZ
TEVEVIOBEBELL-RMTH 5%, %
72, ALEHREDIIRICRIZ T RN LR L L
T, WEMMEE O DLP WL 22T 725612
FRRERD R BB DTIZ E Vo 22T R A3
AONBEZTENOLBTBITObRTVWAEDY, T8
Wil %2 2T I PRED AT - 72 E, €
DEFORHHIC b 5§ SERBIRLL LS
EHEENTWASY, ZoMEmIZHAKRE £
HEEVTRICOEDONED, LHIGHEEZZ
J725ARABEICHARGE L D b RER R
{%b., LELEDD, HRBEOFHBENR
RIIIRELEBEILRIEITHA., EHEL
T 7 W F VLA TH 5 cyclophosphamide 7%
FICRHOMBEICHES LTWwWb DOTREEZDS
nTwnb,

lﬁ%ﬁ&%@iﬁﬁ%ﬁﬁ

IE BN & FRREMR D 5 VIR ER
MLSEDS, W B ELERMEEZE T 50N
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SR B DOFEADBERTEH 2 & b D THERD 2
HETH 5.

Veghetal X cDNAZHT L 4 LI 5%
RGICHEHA SN BETORED/DDFE %
v, IEEWEME SR BRAIL O &1 F 53
INY — 2 DENEIRNT L, ¥1T hear shock pro-
tein-27 (HSP-27) %%k &3 Ml i C B AR 7 5 Bl 28
AHIL T2 L2 HE L T, HSP-27ik
MMM L E BB LTWA EMESRTS
D, MERMKORIERMITE VT D HSP-27
DRV IHERTE-Z LX), HSP2TDORA X
BB AL SR H e TH L iz
BE5LTw20TREHEZELTVS,

p53EAR T IX M HL 5l % PP 3 2 BIZ T Td
505, R CIE phSBIn T O RER HBERE
RIZE > TEOREVPLRDN TS LWL
P TVNE, CDANZALD—DE LT,
WA RW L DNAKGEZ AT 5 IEH A ps3
F 13 Wafl/Cipl/p2l E FIEh 2% 4 2 Y
MREWF - EOMEWEZHEL, Mk
WA GIY TSR B I LT E BN, %<
DEFRR ps313 29 L BInFHERSHEL
T 5, ph3EIRTFORE L, BKRMIZITEOE
PR, P8, BMBEICHEEH S Z LA,
SHEHOBTHEEINTVWE, Z0LH LY
RO OMEBEFEBIZB W T ps3#Efa T OE RN
HARONTVEA, WMEM BRAGHE RRS
f, EwEBRuIThofikicsywcd, £8%
ROz T HMENL WY, —), pb3
DOFBILEIMREZ GUHTIED 5 DIZH] &
 TRMNVAZHERITILIGEHS N
TWa2, EHHRELEBRTBEREICBY
TG R e 28 B I 2 A1 ph3ds MBI R L
TBY, FFFIZTR =Y 2RI LTS
BOELBRGEREICHRIIZVE SR TY
% FLIRA MBI 2 ph3o MBI & £
NIZHES 7R P — Y A0 FHEIX, Fhaony
AT 5 FRCEVTwb b E 2N

H B IRREB3% 8

2, MO Z KL TR IZT &L
DD L, ps3d it T { Wafl/Cipl
/P21 L MEMR B ORI BE S 52, BE
% < N IR 75 BB C i Wafl/Cipl/p21d 5 Bl IE
B & AN EIZHML TW5S S DD ps3R°
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Gestational trophoblastic disease (GTD) consists of a group of an interrelated disease arising from the

abnormal development of trophoblastic cells. GTD shares two characteristics, hCG production and good
response to chemotherapy.

Regular evaluation of hCG in all the patients who have had a hydatidiform mole makes it possible to de-

tect post-molar peristent trophoblastic disease, while the determination of predictors for persistent tro-
phoblastic disease serves for the clinical management and the better understanding for tumorigenesis. It
has been reported that one possible factor for this prediction is high telomerase activity in molar tissue.

The majority of the patients with gestational trophoblastic tumor (GTT), even in the presence of metas-

myeloid leukemia, breast cancer and colon cancer.

tatic regions, could be salvages by primary chemotherapy. Etoposide-containing regimens such as EMA/
CO, MEA and EA are currently used as first-line chemotherapy for high-risk GTT patients. In those who are
becoming resistent to the first-line chemotherapy, cisplatin is generally introduced in the second-line che-
motherapy as EMA/EP. For the patients who are not curable by these chemotherapy, 5-FU, taxol and ifos-
famide may be effective. It is of note that etoposide causes an increase in secondary tumors such as

Biochemical analyses in GTD indicate the possible involvement of some proteins in the transformation

from normal trophoblasts and in the development of abnormal trophoblasts. Although mutations in p53
seems to be rare events in GTD, overexpression of p53 can be observed more often in choriocarcinoma as
compared with hydatidiform mole and normal trophoblasts. In addition, choriocarcinoma has more matrix
metalloproteinase-1 and -2 expression than hydatidiform mole and normal trophoblasts.

The review highlights these recent advances in the management and understanding of GTD.
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