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Mutations in the tumor suppressor p53 gene are the most frequently observed genetic
lesions in human cancers. It seems that wild type p53 does significant role on growth and
differentiation of normal cells. Mutations and allelic loss of the p53 gene are thought to be a
cause of tumor development and to be correlated with the prognostic factors in various human
cancers such as breast, ovary and lung cancer.

Mutant p53 proteins have a prolonged half-life and can be detected by immunohisto-
chemistry. In case of GTD(gestational trophoblastic disease), although the mutation of pS3 gene
_mutation was revealed to be very rare, the overexpression of p53 in immunohistochemical
staining has been reported in wide range of discrepancy and its role or prognostic significance
_in GTD is uncertain.

This study is performed to define the status of p53 overexpression in GTD and to
evaluate the correlations between p53 overexpression and prognostic factors of GTD.

The results are as follows

1. p53 overexpression was detected in none of normal placental tissue, in 58.3%(14/24) of
hydatidiform mole, in 75%(6/8) of invasive mole, in 75%(3/4) of choriocarcinoma, and in
100%(1/1) of placental site trophoblastic tumor, and showed significant difference between
normal placenta and GTD. We could not find any difference of the p53 overexpression between
benign group(H-mole) of GTD and malignant one(invasive mole, choriocarcinoma, and placental
site trophoblastic tumor)

2. In H-mole, low-risk group showed significantly higher prevalence of p53 overexpression
than high-risk group did. In malignant group, there is no difference in the prevalence of p53
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overexpression between early(FIGO stage I) and late(Il-IV)stage-diseases, but the prevalence of
p53 overexpression of low-risk group is slightly higher than that of high-risk group although

we failed to find statistical significance.

In conclusion, the high prevalence of pS3 overexpression in GTD suggests that p53 may
have a certain role in the pathogenesis of GTD or at least represent generalized DNA demage
or genetic instability of GTD. And the higher prevalence of p53 overexpression in low-risk
group suggests that accumulation of wild-type p53 may be related with favorable prognosis in

GTD.
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Table 1. Histologic characteristics of 37 cases of
gestational trophoblastic diseases

Histologic type No. of patients

Hydatidiform mole
complete
partial

Invasive mole
Placental site trophoblastic tumor
Choriocarcinoma
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Total 37
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o Budol FIA A ebdrh(p<0.05)
(Table 3)

Table 3. Percentage of the p53 overexpression in
normal placenta, hydatidiform mole and
malignant gestational trophoblastic tumor

p53
normal placenta 0% (0/15)
hydatidiform mole 583% (1424)
malignant group 7% (10/13)
* p<0.05

#dH XA7HE FAHT HEA 7E, 2
Heg 9 evRAR FRA Y@L JAHFoR
TEYE 9 FHTH dAZAME 4 583%9
T1%8 5 79 AgdLdE FAHE f9%
2] 7} 9191 th.(p=0.31)(Table 3)

Table 2. p53 expressions in nommal placenta and gestational trophoblastic diseases

p53 negative Gl G2 G3
15 (100%) 0 (0%) 0 (0%) 0 (0%

normal placenta

hydatidiform mole 6 (21%) 4 (17%) 3 (13%) 11 (46%)

.y . 2 (25%) 0 (0%) 3 (38%) 3 (38%)

invasive mole

placental site trophoblastic tumor

choriocarcinoma 0 (0%) 0 (0%) 0 (0%) 1 (100%)
1 (25%) 0 (0%) 2 (50%) 1 (25%)
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2. #H ZAUHOIN NAHED DHEZRY
p53 el Ty
$4 E4718 234 3 AAYEL 6o, 1Y
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Table 4. p53 expression in low-risk and high risk
group of complete mole

negative & Gl G2 & G3
low risk group 0/6 (0%) 6/6 (100%)
high risk group 917(53%) 8/17 (47%)
(p<0.05)

3. oMol M Yoo we ps3 FhAtel =
gz
ot Zel A Y7ol w@E ps3 AP HEE
g7 13 347 IO, I % IVE sz Fof vz
& o 4 714%¢ 833%E EAHCE §AE
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Table 5. FIGO stages and p53 overexpression

Stage negative & Gl G2 & G3
I 207 (39%) 517 (11%)
a Y1 (100%) 0/1 (0%)
m o/1 (0%) 1/1 (100%)
v 0/4 (0%) 4/4 (100%)
(p<0.05)
4. AMFolA WHO prognostic scoreoll «hg&
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Table 6. WHO prognostic score and p53

negative & Gl G2 & G3
low risk (7<) 02 0%) 272 (100%)
high risk (82) 3/1127%) 8/11 (73%)
p<0.05
v.1 #
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647%(11/17)] FHEPEE B Ho|7t gidn
728 BEEE0%)E B ALE AF52AA
26.7%(4/15), AYFAME 11.8%2/17)E B §
279 g2 24 JERdn A B I
o] = Berkowitz ¥ Goldstein™o] A A& $l& <l
Ao wat XAV Y #AE TR HHY
ZAAME 100%6/6), TAPZAME 47%(8/17)4]
p53 v AUEEL nYo=H 23y AYY
oA FYdA & FLHLEL BT ¢
A&A 7H, $EAYY 9 iy gy
FTEE EIEY FHZAA W7o BE p53 v
o HYHE 17]¢ 7] o] 39 F 22 YFA
€ 9 I7]o)A 714%(5/7), [I7) o]delA 833%
G602 #9g Azt gl Aoz uvehgen
o} & WHO prognostic score™o] wel 7% of
3ol AAYTH 8 oY nAYPTLE Y¥F
v A% ANEEAAE 100%(22), ZHHTANA
T 7%@/11D)Y LdELE B oy x5}
o] {3 Aole Holx gtoy AHYYFo
dd g4 vdewt & FAT, dHE ZFOA
AAYEY ps3 gl FEUP Lo i FA U
Bt Ho| v Erh Ao 2 p53 fAAe] W
oo o3t p53 e FHwo] vElE Fu,
A FAME p53 AR Wolst F4o F
A 54 & st p53 D] gl 9
T BAEY oF7t EFE Aog RuyE A
o] RE¥It*® 2 HZ Waggoner 599
RIE A¥Ed A & He 44 + 9l
A doh FollA AFARe] 182 4 ¥ AF
AR LAY FHAE MY 67%4 wdEE
ps3 TG ofgYolgtn 3UA ol ok
p53 e FHUHLe F % AFAFA EA4F
FPAE AHdo] wlmy HH3I ze(slowly
growing) FYo 2N AX7 435 F A Ao
AL + Az gt = FYANE ML 4
APAA Bl ZES(radiosensitive) TYOZA o] A
o] p53 &9 7|53 ddo] A& 4 vk I}
At =, Lee 2 Bemstein®®® o)A p53 44
2ol Yo7l e Z¥AM ¥ F(hematopoietic cell

rf



- A4 $2A4 A8 AN A 2ol A9 ps3 g ey -

line)e ALY Aol F7tgo) tn Ao
v O'Comner S'°% Burkit¥] YUBZE MEFo]A
ps3 Az ¥ol7t Ax A WAMRA F
Gl MEZF7|ojA 2] Fx7} hejo] PALAAE A
ol F7METR AT 2yY Fuseayd
gl 1 Wz FPAEg A$ 399
Ay £ APE FRA ABAE AL 1
do] E3sto] obY ps3 wo| thF EAY
B Az egde Bge oF Eygsyn
&0 Petty 7L p539) J)%o] ANHE S
AA 2 A3re] A frob A E(fibroblast) 7t &) o)
9 wgo] Folatn HYed oW WH:
o4y ps3 el By go] L YN R
4 Ago gaastaye ugo] FoE AN
FEEA gt AZAE ps3 FA% ®o|
7t dojutgde FAHA 750 BE AdHE
AL ohyn FF4A7I5ol FAHE ps3 §AA
9 Wolx »3*I5o} Q1 Bt ojyg Yy
24 Z8olA FAHE kY ps3 w7
5ol ARAANE HAsR @) d&o] oo st
dt ¥ A44Q dFs BaEsgn Y.

dedon B A3 A veyd 4 H
Wz s JAN 24 AF ZFA ps3
gue gddol FosA e HE ps3 wulo|
ANAY $2A AP Yo YHF J¥L 3§
AY Holx FF AXo) $AAE &4 = B
FFA % AR HAFHo] oWy Yyog
E d@ol 9e Rog AAEY TAI| YoM
ANYFoNN ps3 gl I gol $o8A
1 384 VY, $24Te 2 gungy ¢
B4 3% IR FHTANE AR &
JatAEe Fgou AWM ps3 v 3
Tdgo] tha EA UEd He o4y ps3 ©
Wol AU F5Y 4F9 B Y& 4%
Aok Fe AAgtz wedd. a2y B o
TE U4 8457 @A 41 839 HFE 4F
of W@ B&F sheto] go] v PYZd o
3 FEE AgelYd BwF $F ASH A7
7} 983t Alg¥.

V.2 E

Ade 944 R4 A8 F¢ 233 A
4 "yt 23N Az d 4y e o)L
o p53 @] ¥ AEE FAFLEZH JAA
24 APoA p53 gule) 29 B o F o9
HEAAE AR A E ATE AYsly gL
2L Ad4g 4

L A7 e A4 gyt 154, EA47)H 244,
&4 78 84, §RAVY 44, 221 Ejubi
45 §24 A¥o] 194U} ps3 Gy WA
SE 10% ©)THGI), 10~50%(G2), 50% ©|AHG3)
o2 FE3I9 G2 4 G38§ HPPoz FAHY
4 p53 G HE@ELe A4 gk 2FHA
0%©0/15)°I1 oyt 4718, AEA 78, §24
g 4 HNrRAR $2A ARgME 47
58.3%(14/24), 75.0%(6/8), 75.0%(3/4) 2 100%(1/1)
2 YAA 24 F8AM FY8A =94
B ZAVIHE AT, &4 Vld, §EAYY
R RAY gra APL Groz FRY
o TN E 769%(10/13)9) HIEE Ro T
T Aol H9§ 2ol Qi

2. ¢A XAVIEE Berkowitz S50 AA|F 9
Ao wel AYETH nHPFes PR
Aed ps3 @] FUHL HYYFA 100%
6/6), THYTAME 47%@N1T2A 238 AY
oA FostA =t

3. TN Hrld me ps3 gue Ty
& oA 714%(/M, 71014 0%/1), 7] of
A 100%(/1), 281 VNS 100%44)S U
B0} 171} 7] o] 483.3%(5/6)& vlnE o
T AolE Holx Ygtonw WHO g4
of mel AYUTH nAPYLoE FRIYE=H
p53 @9 FddEL AAYPZAA 100% (212),
IAYTAMNE T3%ENDEM AP FoA 9
FaEEo] gd EgoY FF Ho]B o)A
113741

4. & 479 g 8xF JAN $EA4 Y
22 AFE ASE 242 2F G29 AL
B

FEAHoE E 979 Ao Jed FA ¥
HrzAe] ujE JAAH F2A AY FA ps53
e Augol Fo8A B AL ps3 gulo]
AN F2A FE9 Yo dFF 98L 3}



A Hoix FF AEY FHAY & £ ¥
S g dH2 HYHo oW Yoz
E Qo] g ez AZHY EYVHgAAME
AAYTAA p53 @M FedEo] {F3A
XL A4 VIE, $RANYG R HNPRE &
2Y FEE THE YTIME FAHLE &
dstAE dgtevt AAFTAA ps3 Sy 3
B go] thah wA Jehd HE oY ps3 &
Hel FPHL FILF dF9 #do] UL FE
Athe & AAET R Algdn.
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Fig. 1. Hydatidiform mole(H & E stain, x100)

. : : b

Fig. 2. a. Negative stain for p53 in hydatidiform mole.(x100) b. Grade l(less than 10%) stain for
p53 in hydatidiform mole.{x400)
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a : b.

Fig 3. a. Grade l(10~50%) stain for p53 in hydatidiform mole.(x200) b. Grade lli{more than 50%)
stain in hydatidiform mole.(x400)

a b.

Fig 4. a. Invasive mole{H & E stain)(x100) b. Grade Il stain for p53 in invasive mole.(x200)
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a ' b.
Fig 5. a. Placental site trophoblastic tumor(H & E stain, x400) b. Grade Il stain for p53 in tropho-
blastic turnor.(x400)

P i) xS b

a_ T - b_

Fig. 6. a. Choriocarcinoma(H & E stain, x400) b. Grade Il stain for p53 in choriocarcinoma.{x400)
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