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Expression of the mutant p53 gene in the carcinoma of the cervix uteri
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The nuclear accumulation of p53 protein is known to correspond with mutation of the p53

tumor supressor gene.

To investigate the relationship between clinico— pathologic features and expression of p53 muta-
tions, 65 cases of primary cervical carcinoma were analysed by an immunohistochemical method

using monoclonal antibody of p53.

Immunostaining demonstrated various nuclear stinings of cancer cells in 484% of squamous
cell carcinoma(51.9% in large cell carcinoma and 25.0% in small cell carcinomas) and 235% of
adenocarcinoma.(p<0.05) No differences in clinical stage and p53 positivity were found.

There was no significant correlation between p53 positive cases and status of recurrence.

This data suggests that p53 mutation plays an important role in carcinogenesis of the cervical
cancer. The nuclear accumulation of p53 protein is not correlated with the disease progression and

prognosis.
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o3 BEUA7F Easte] B3 pb3 fdziete
Al B A7 HZ €EF Hoixm At
(Scheffner et al, 1991;Fujita et al, 1992).

p53 WolfArtE AlgdlM A7le dolA 7t
A &3 gAEE 9 Hodste A
A A ool o FWrelA WolE Rolx gl
t}. 53kDe} ¥ QIAbgE (nuclear phosphoprotein)
€ encoding®ls o] A= mutant p53 clone
€ transfectionr] SR FENA FAE ras
Axret g L&A EE HP(transform) A 7] 2
2 x7)dE cellular oncogenec ® & F o}
(Lane and Crawford, 1979;Eliyahu et al, 1984),
X Be dFEN A4 pb3 FAA(wid-
type) eiAl A2 ¢#HcHElyahu et al,
1989;Finlay et al, 1989;Hinds et al, 1989). 2¥
U p53 fAzte] gd¥olAel dAAIEE ¥
g7l wEe] MEe WAHE FX&A =Ho
(Lavigueur et al, 1989), p53 A AHE 7Fx3
= 174 g% e ©@¥(short arm band B-1)o]
o] R ol 24=A e He] Bol #
2 5] 9 o} (Vogelstein et al, 1989;Baker et al,
1989).

p53& #ike] Bl Y, HEEH, pro
grammed cell death(Harris and Hollstein, 1993)
9 M EF7] 2H(Levine et al, 1991;Baker et
al, 1990) Foll Tk F4ef p53 @ o}
F Fe | E AL o] iz AsietEe
2 FX&7] F=u ps3 WelA] wr|rh ol
A Azl 9dtd HgA Fol dF 3
t}(Rogel et al, 1985).
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oAlA pb3 fHzte] Wi JdhHeley AJad
Aol #g JFE @A gk oo Hxes 7
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T B ARQdo] WHse 2FEFY
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Absted 4t HERAQd Fd € AERFE =
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gtk YA 7ie FIGO 884 [bry] 214, 1
a7] 364, 1Ib7] 44, libr] 5, V7] ld Ho
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7b) P53 wrdle] oiE Wz asd 4y

pb3 YHE By HE dYzARTIHELE 9
& YaRYH 2 pS3(monoclonal antibody DO7,
Novocastra Lab, UK)& 1500 8 3|A8lo A}
£39th =AHEUE ddetdn g8 Ay
F AE dEeEE AX g3k, g 30%
HO& 9:18 Eg% &9 3087 dA294
#9314 £ 0.01M citrate buffer(PH 6.0) 8o
@ = microwaveZ 584 23] sMgsigich
% 1% XA mg€3H(normal horse serum,
Vectastain kit, USA)o 2 37Tl 3087 & %
3049 dAFAE 3 HE o ¥
coverslide® @& thg 37°ColA 241 Foich
Phosphate—buffered saline(PBS)e 2 A& ¥ o]
8} (biotinylated anti—mouse immunoglobulin,
Vectastain Elite Kit, USA) 1: 2005 avidin— bio-
tin peroxidase complex(Vector, USA)g€ =3 A
B el HFE+E & F 47 37ColA 308
b kg3t ol Diaminoobenzidine tetra-
hydrochloride(DAB)—-H,0, $docz wadstn
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1) pb3 gy e B wAe Fud
Ao E gitolE HAjokel FRNEE HY
of @Mo] 5z @& AU 10% vigke] FU3A
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3. BASH e
BAYH HFe Chi—square testE ©[ 3%
1, P<0.05901A4 #-2lstctn B3sdu.
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1. XS0l pS3wtint ZaA|&tE eyl
o AppA
BTG 3la] F 15«0 AL Hol 484
%, A9t 349 F Bojol *AHE He 235% =
A, Aol Mo wiE o3 wH &
Z7HE B p=0.03).

Table 1. Relationship between p53 mutation and histologic

types of carcinoma of the cervix

Histology No. of patients -~ No. of positivity(%)
Squamous carcinoma 31 14(484)
Adenocarcinoma. 3 8(23.5)*
Aderospmous carcinome 2 1(500)
* p=003

2 XBHF HYLTete| subtypeol wE p53
e
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Table 2. Relationship between p53 mutation and subtypes  of
squamous cell carcinoma of the cervix

Histology No. of patients No. of positivity(%)

Large cell 27 14(51.9)
Keratinizing 17 9(52.9)
Nonkeratinizing 10 5(50.0)

Small cefl 4 1(25.0)
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3. XBYF o2 UYMWl ot & ps3 WA

47 Ib oM BRZAY 6 F 44, A
154 F 297} FAHoB Ufhed, HadlHe A
BAAY 194 F 164, A 11e] F 4q7}t &
d& 2ok 44V dgd wE ps3 wEe
g F7he gtk

Table 3. Immunohistochemical staining -of p53 protein in squa-
mous cell carcinoma and adeno-carcinoma of the cervix
acconding to the stage

Sioge No. of patients No. of positive(%)
i SCC adenoca SCC adenoca
1b 6 15 4 2
lla 19 16 11 4
b 3 0
Il 2 3 i 1
Y% 1 0

SCC © Squamous cell carcinoma,

Adenoca | Adenocarcinoma

4 A3HF HEdmel 1b7l W HaZ|olM
Aol uH® p53 WM
AEE 6o F 3o (500%), ALEt=] of
& 164 F 104X FA(625%)22 EILEA
Aol wg p53e] freld Frhe YA

Table 4. Immunohistochemical staining of p53 protein in stage I
b and Ha squamous cell carcinoma of the cervix ac-
cording 1o recurrerice except small cell cancer.

Status No. of patients No. of positivity(%)
Recurrence 6 3(50.0)
No recurrence 16 10(62.5)
P>0.05
V. 1 2

2 979 2z} ps3 ML RE HFY AF
BF zFdMe ¢AHA oYt etk dA R
MR AR He] Y, WATEY P
& B gAY A FAE FE B
T vk AFHF AHFH G A 484% 9] pb3
FAEHE p53e] Aol 71AskE ps3 B
woje] srt EAjo] 7]t Wild—type p53E
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~ FEBEHN A WEIH RIGF 053 4180 BF-

oA e ok Pioz WHEE Wk ol
B 7 @ HA D Aol W £3o] 3
t}. Wild—type& w777} 5~108-< H ®]3lo
HolBe ¥YE HE oA 308 = F70)
EtH(Rogel et al, 1985).

p53 frAA Wolrt dstge] BA¥TiE F
Ae @l #Ese JGeEhbs f3HR} #o] F o]
Rol 744 E&H & £ Ae Fol7] ol
ok o] JHE& JHE dEA ALIY  Ue F
Ay HEeof p53 Holg 7HX 1 & Algo] ¢
of Z¥ #Fo] o} &L Li—Fraumen
syndrome ©|th(Li et al, 1988). A}Z73H e} wAl
o] p539] Hgel it B 7kA] 7Hdo]
t}. Marshall(1991)& A4 pb3& c—myce] #&
& @ty p53e] Wol7k A& A4 c—myc
of A& FAANIER AFARYY L& F
A" 4 ke Felth AFAEGe G
AelA Y LARFF violziae 4L F
a3 Atk AdRFFF vlolz{xe E6 9 E7 &
AAES WEE A 8K £5A Ho go] 2
Aoty &3A dEd HPY type 163 type 18
¢ E6 @ FEL p53 Wl gy EEAE YA

st 2 #a ps3 g@de ERASAIYIY, E

Ao g H¥e] ¥E A (transformation) ¥ F
G FE¥on Busan 9

£ d7dME JRFF vholg 2 c—myc
T3] A WE ZARs 3= @tey ps3
Mol7b 2AHF AN B AT LA o go] gHol
EI o ] Fad ulE w3 Z2E gle
Ao Ho} o Fz o4 FFdAT &4
Ha olF gre] P nixE L 3A] FE
= st} HZ Crook $(1991)& 24w 9] QA
g 7ARGAA 38(12%), Scheffner F(1991)&
AFZHAFG AEF 7F F 3F(29%), Oka &
(1993)& Az A5Y BAlolM HE 259%(150
%~595%)2] p53 HE Basz o] Ao
FeEth Ee dHEE Boln o Ax33
oA Yo wE p53 wo] WHL MY M
BTG sl @& YEEE Ho ol
Holm §(1993)2] @A3}s} fAIS ZEoE Hold,
¥ gl Mz Aetell Wizt BB Fugel M o
e ZFE HATE Iggo F(1990)e] Axiel
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AR A Roln Ut oF A2 A ps3
Wol W oo B dF9 A AEdEd
A g@o] FristAl gftow, AEEHL v
= date] YE&o] & BAE Ustd v
@7t gERTh

AF7A e, WY ® g $EY FellA
p539] dFEAREAM e HEo BY Y& B}
Qlth. Ostrowski $(1991)& fHreto A p533)
HEET ] FANA dupgAe], oo E5A
T, ZRALHE FE£4 Fo gHARcdxE 4
43 WHY @AV Ao ps3e #AZL ¢l
B Aeg Husiglen, HEFPlA Scott
F(1991)& 50%2] HEAPNM A& HIe
v} p539] FrpEEE JRAREA 28t Qe
Aoy Bustch pb3 A A Be I
FREZNTE 48145 492042 HAE
Z%E Ho vide 724 Mclaren $(1992)&
125% 2] #kollM 54%2] p53 YAE& BIAT,
AEH] BAANNE AY 8 BPANY 25
A o le Atole I 5lde] o ¥l
¥ddoA Chiba E(1890)& ¢te] A7, o
#dze] 3 2 g JHRdAE ¢
= o2 Ruglon, A& B BAL A
ok Aol HIE B(1994)L 2781 9 9%
A ps3 dedEe 59 FHYE&Ie] AHTP
A7t GleAeg Hol dFAREXNE 297t ¢
© HeB ¥ Sasano ¥(1993)% pb3e) wHAZ
st ¥ 5d 3 YETEH APl ¢l
© Aoz By Sk A7g 2% mas
Azpel A9 A HEHE Holm ot
Horio $(1993)& w¥2A T4 sigtoly 2710
v A E A RFA ps3Wole] WHL &
o|g YEge FAE MHLE HOE, Martin
5(1992)& p53 FATolA ps3 ST R 59
3 BEEo] RIA B Aoz HIHA
Azpeh vty AnE Holm gtk o] p53
HMolel 23 WelMe] $He JFEAxT A o
gL 7disly] 48R Zow, AF A5 1
%L, B3 HyAmetel oA p53e] @
B8 A7V o ey Aew A,
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19893 5¥RE 1993d 6¥7A AHAd F
Arolg e AR Wsle XEE WE ¥
FHHAANE B3 e AFEEY 82 F 661
€ d9z F&39 gy =HPFUAAL o5}
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3t Az Yol o3t ps3 #F
Apdole] Wy @ale AFe dF g 2
£ AEe ¥nk

ZA A Yoo wak HAPFTPAM 484%
of BHE Haol 23.5%] LHHE B Mete] o
sl HHE NN FoF L LHEEE HA
ol He] At FA T dArIE A
ol W p53 LYo FUte Holx] @v He
2 Hol 4##A7I Qe Aoz Koy, AUH
Bo W& p53 W FtE QAR Mol o
FArz A gL 7diElr] oA@h

ole] Az Hol AFAHRPo A ps3el &
e Mol wizle HPFmg A HY 2
PHEL Holi o] Ay HAFguge] ¢}
Aol M7 g HAE & F Aow, do] &4
] A BE o EJARGEA 9 pb3 T AL 9
o7t Qe HAew BAM TFE AFAHARYY o
sty B3] HPdmgoide pb3e] gl o
oo Be A7Vl 2o Ao AzbEHTh
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