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Expresspon of QerbB_Z p53 P(NA ER PR and TopQ[ i preast cancer and its c]nica] sgnificances
ZHANG Qiond | ZHU Y hao?
( 1. DeParment of Pafholpgy Benghu Medica]College Benghi 233(3(
2 Deparment of Pathopgy Changha iHosPita] Second M illiary Medica] University Shanghaipp433 China)

[ Abstrac} ()bjcctivg To evaluate the clinicopathopgical sgnificance of expressions Of (;cthz I531 proliferating ce]] nuclear
amgen( PCNA)7 DNA ©Pojsamerase[[ ( Tobpq] )7 es trogen recepm( ER) and p rogesterone recepm( }R) in preast cancer M ethod§
E ghty.nine cases of pamffin anhedded sPecinens of hreast carcinama were studied by immunoh istochemica] technique Resuhi% The
positive rates ofcerbﬂz 53 Topqr and PCNA were gq 04%, 29. 21%, 55 06%, and 59, 55%%, respective]y The expressons of ¢
CIbB,Z PCNA were positively correfated with [¥mpPh node mct&%tdscS( R<q 05), and there was the csely relatimsh P hbeween PCNA
and invasjve mammary carcinana But therewas no relatjonsh between’l‘opq[ and 1 Ym ph nodem etastaseS( P> q 05)' Conc]us'pn§
The results suested that c ethBp aad PONA can be effective markers fr estinating the Prognosis of hreast cancer The expressions of
Tobq] may be usefu] in Pred icting Proghosis and lead ing chemotherapy

[ Key WOrdS] breast neop 1&15‘[1’5 (;crbB,Z [)53 proliferating ce]] nuclear an tigcg DNA f©pPojsam erase 1I; estrogan lcccpto’r

progesterone receptor

(17
400 , . cerbBp, P53, PANA DNA IT ( DNA
) ( ER) opoisamerase]]  Tobq] ), ER PR ,
( PR ( . .
D) E:R IR D) )7
ER PR .
( Polifrating ce]l nucjear antigenn PONA)
, L1 ## 89
s 2002 ~2004
. ( Oncogeng N ( , . ,
) ( tmor suppressor gene Or antionoogene) 29 ~85 WHO TNM
. . (2003),1 16 , 11 & 35 I b 34 12
. 4 43
46 .
[ | 2006-05-17 1.2 7.
I |1 . 233030, L21 DAKO
2 , 200433 EnV sijon System

) ?

[ | (1979—),



448 J Benghu Med Col] Septemberzooﬁ Vol 31, NO5
PBS (BZa o5 P<aor), ICNA
L 22 102
24 h , 5 pm , (BZa o5 PB<a0s5). 153
APES , 60 C 2 h
EnV ision System (BP0 05) ( D, Topoy
L 3 #£FHwr cehBo ( P<
, Q 05), s .
¢ erbBo , P53 FCNA .
Topgr, ER PR (P>a 05) ( 2).
3 , 3
o : 10% -
5% “y 2600 ~T5% <t 76% “tt, cebBo HER2 |
L 4 %tz ik b ( human epidema] grovf, factor
, receptor fmj Y , 17 D1,
185 kDa ( P185),
PONA cerbBo , .
1 6 (D
n certBy P B3 y2 P PCNA P Topqr 2 P R P PR p
()
<50 38 25 12 24 2 21 24
00 >005 0 18 =>0. 05 036 >0 05 022 >>0.05 0.27 >0 05 093>0 05
=50 51 32 14 2 27 31 27
<3 m 61 37 18 39 36 37 36
097 >005 0. 01 >>0. 05 155>0 05 123 >>0.05 0. 40 >0 05 023>0 05
>3 m 28 20 8 14 13 15 15
(+) 43 32 13 34 2 25 25
38 <005 0. 04 >>0. 05 13 16<<0 01 051 >0 05 0. 009>>0 05 002>0 05
(—) 46 25 13 19 27 27 26
47 23 9 36 25
10 82<< 0 01 639 <<0. 05 9 66<<0 01 015 >0. 05
33 28 15 14 19
I 16 8 3 8 8 10 8
e 3520 5 602> 0 05 10 L 482>>0. 05 16 Q 022<<0 05 3 3. 542>>0. 05 21 L 96~ >0 05 22 2 504>0 0
b 34 25 12 27 17 20 20
I a 4 4 1 2 1 1 1
85 56 26 53 46 50 49
. 077 >>005 o 0. 57 >0.05 o 385<C0 05 009>005 ° 003>005 ~ 005>00
/N He
, ER
, . , cehBo
89 ¢ erbBo 64. 04%, ( P<a 05).
, erbB , c erbBo
c erhBo 153 ,
, Morgki 3 cerbBo P53 53

ER PR

B



Wi E [ 20065F 9H % 31 5% S

2 Top cehbBo
("
n XZ P
< 38 17
() 1 66 =005
> 50 51 16
<3 m 61 23
0 03 >0 05
>3 m 28 10
() 43 17 0 22 >0 05
(—) 46 16
47 13
4 71 <005
33 17
1 16 4
IIa 35 14 A -
b Ny ) 1 6l 0 05
I a 4 1
A Hc
153 153
, [ waya
lSJ’ 500%
153 , 153
20% ~60%, 29, 21%. 1
B53 ,
, B53
, 153
153
PCNA 36 kDa ,
DNA ,
. , G
’ S ’ G/M B M
(1 PCONA
59. 55%, ( P<a 05),
PCNA ,
. 43
PONA 46
( BZa 09), PCNA
(81 PCONA
[ 9]
ER ,
PONA ER PCONA

449
ER IR ER PR
( R<q 01),
ER PR ,
ER « »
, ER R 58. 43%
57. 30%. N
ER PR
Topq] DNA
, Topo
, Topq]
Topa[
, c erbBo
[10]
ToPq[[
kig7 Hy Topq]
Jarvinen ' . Topqp
, Topqp
S . DNA &
erbBo , ER ,
, Topqy
, Tobq]  cerbBy \
) ER R ( BZa ).
[ ]
[ 1] , , .. cebBp B3 ER PR
[ ]. P EME GRS &L, 2003 10( 1): 1516
[2 . ¢ebBy P53 ER PR [
FilEFIEF IR, 2004 25(1) 26— 28
[3 MorkiT TakahashiT HioiM eta] Histokgica]8mde in invasive

ducta] carcinoma of preat correlates with the Poliferative activ ity
evaluated bY BxlJ An imunohistochemica] swdy including
correlatons with p53’ c.erf3-p and estro€en recepor statuﬁ ]].

Pathol Int199q 46(6). 417— 425.



450 J BenghuMed Coll Sepemberpggg Vol 31, NO 5
[ ] 1000-2200( 2006) 05-0450-04 © HmhES -
1 1 1 2 1
[ 18 89: BGCg23 75 3E:
BGC 823 MTT , , TUNEL
, ( ki67). (Sumiviny (OX-2) ZR.
BGC823 . GG : : ; kigz suvivi
COX-2 , (R0 01). it BGCg23 ,
. OX2, kig7 suwivin
[ ] ; ; ; ; 2
[ ] R735 2 [ 1A

Inhibitory effect of sulindac on the grow f, of gastric cancer cells n Vvitro
YU Dag hong, ZHOU Lel, WANG Pind, WANG Qi zh?, (HENG Ze nond
(1. Debarment of Pahobgy Benghu Meadica [Colle8e Benghu 23303q
2 Deparm ent of GastroenteroogY Affiliated HoPiw] of Benghu Medical Collg€e Benghu 233004 China)

[ Abstract] ()bjectivgz To ohserve the inh bitory effect of sulindac on the gow t of &stric cancer cells BGC823 and its antineop jastic
mechanims M ethods Human gastric cancer cells BG(-gp3 were cultured wity varpus concentrations of sulindac fr diffrent tme
The proliferatin of BGC-g23 cells was measured by MTT colorin etrie assay and the ce]] cycle dstbuton was exanined by flow
cytmetry Cel] apoposis was detem ind bY TUNEIL. The expressions of ki67, survivin and (OX-p i cells were detected by
fnmunoh;jstochem jca] staining R esu 1t§ Sulindac inh b ited Proliferation 0fBGC—823 ce]1§ mncreased the Proportin of cells n the(}o/(}l
phasg: decreased the proportion of ce[ls i the S phasg: induced apop vsis of the BGC-823 cell line and decreased he expPressimns of ki
67, survivin and COX-p i cells All he effects were in a tme dePendent and dosadependentmanner( P< q 05). Conclusionsg

Sulindac nhbits the gowi of astric cancer cells BGC-g23 and he antitmor mechanism may bhe related © changing ce]] cycle
distrbution nducing ce]] apoptosis and nhbiting he expressin of COX, survivin and kig7,
[ K ey words] stamach neop]asm§ sulindag prolikrat'pp apoptosi§ OX2
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