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ABSTRACT Objective: To analyze the correlation of ER, P53 expression with the clinicopathologic characteristics of patients with
invasive breast carcinoma and the correlation of ER expression with P53 expression, and to study the role of ER and P53in the
tumorigenesis and development of invasive breast carcinoma. Methods: A total of 235 female cases with breast invasive carcinoma were
retrieved from the Department of Pathology Shanghai No.5 Hospital from 2008 to 2013. The immunohistochemical SP method was used
to detect the expression of ER and P53 in postoperative paraffin blocks. The correlation was analyzed between the clinicopathologic
characteristics and ER, P53 expression, and between the ER expression and P53 expression. The expression of ER and P53 was observed
inpericarcinous normal tissue. Results: The positive expression rates of ER and P53 were 56.6% and 31.9% in the 235 cases, which were
both significantly higher than those of the adjacent normal breast tissue. The positive expression rate of P53 was negatively correlated
with ER expression in the 235 cases (P<0.05, r=-0.174). Compared with the pericarcinousnormal tissue, the positive expression rate of
the ER and P53 were significantly higher in the carcinoma tissue (P<0.05). Conclusion: The expression of P53 and ER were both
upregulated in invasive breast carcinoma, which were negatively correlated and may play an important role in the tumorigenesis of
invasive breast carcinoma.

Key words: Breast invasive carcinoma; Immunohistochemical index; P53; ER

Chinese Library Classification(CLC): R737.9 Document Code: A

Article ID: 1673-6273(2014)31-6079-04

s HEFTF AT S 7EE— A T P53 5 ER 7 ME SIS &/ %
= JEFRIVE AT
LR R e B L P SR VTR , 96 736 J i, AE

PEFLIRE A R IR BN, L PS3 5 i % 2 R (BR) e
JLB, P53 EE I A0 E HH DNA 406 E FyR TR /E . ER
R BRI A5 SR N F A ERa ERB WIS AL, FLAR
ML S K ERae MEBER KI5 38 ERa (13635 7K
S e A S PR L R LR A B R, A
DITEFR BERTIS A 235 191 J5 e 1 v i ek L i A A A I PR W
SRR AL B AL S M PS3 K ER A3k, I A ik

*ELETH . ERK A ARE R A I H (81071813)

1 PR 57

L1 IR

W SEFR B 2008 472 2013 4 6 H iA1= 1 1 LA
i T ARG 235 1], FTEFRAINZ 10%48 /R AR E , 3 B0
K, AWEIEY A, 4 wm )& 1T HE L5k g5 #2235
BB E I R, RIS 28-89 %, 58.5 5, Hirf,21-30
340,15 1.3 %;31-40 & 28 4], (5 11.9 %;41-50 % 62 i, (5

VEE TR XAUR(1982-), 2 AL B BRI, -1, FZERT5ET5 Tl - IR 23 5

FH 15 - 021-64308151-8400, E-mail:vienson410@163.com
(Wsehi H#9:2014-02-28 42257 H#1H:2014-03-24)



+ 6080 -

REYESHE wwwshengwuyixue.com Progressin Modern Biomedicine Vol14 NO.31 NOV.2014

26.4 %;51-60 % 73 i ki 31.1 %;61-70 % 36 fil ki 15.3 %;71
AL b 33 Bl i 14.0 % X5 Forh 202 (18 i By T He A W] oK
TESEIPAN, 14 BIRATECRAEFR BEAT ARG , MO BE | Bz ik 45
RALIEHATE , ToiEAT TNM 438 HE4T TNM 4319 141 85 fi] |
1137 91 451 111359 20 151 IV 48 7 5] 4% WHO (2003) FLAE & b5
WX LRI T4
1.2 ALK ERNT X

K SP 3% ,ER (P53 HATEREHT IR B T S E BHE A FRA
Al WO R ALYt , FH TV Y B R VR BRI T I, PBS AR
B —PUVEBAMXT
1.3 ZERHEIRAE

[ P 4% R S A (0 4 £, PS3 JER FHYE W R £ B e
YUAEAZ , RIE DI R BE SRR A LKL oy - PR 20 MBS 5
%R BAYEC), FEEAT AL >6% g BRI (+).
14 GitFEHZE

BT SR ER ] SPSS 16.0 SeitH 43T, FCHE 2>
MR FH <2 /3, L P<0.05 =5l 8255 Y.

o S T,

2 R

2.1 RIS TS ER.PS3 RiAMIHE X M

AR 20 A0 ) ER (P53 {4 BH Ak 3R 4351 R 56.6 %
31.9 %(E 1), BEHUASA 50 £ 2012-2013 4R IR ER I 55 1F
HH A ER 5 P53 BYRHME 2R, 435108 0.42 K 0, ¥ESR T
FUIES . E BT (P=0.042 J% 0.000) (W3 1), H15% 2 AT L, AN [F)
B A4 0 FLAR S 1 40 2 H] ER Y BHME A L iR =2 R A
Guil2E R L (P=0.01), LI & F4F#E >50 & 4] ER MY FHM: Rk %
5,0 65.5 %, ER P53 (353 5 B E IAER AN TNM 43313
Tk (P ARRERENET T B H B GAmARB TR,
ARG ER (P53 4635 TNM 201 M I3E %),
2.2 ZiEEZLIRE S ER P53 KRR X4

K SPSS Rk B itt — 2y Wi itk PR o P53 5
ER ik Z MR, 455 ER P53 5 ER WA B2 7l
KAHIERECH -0.174),P=0.008(3 3),

i

HE X 100 THC x"lot)‘ ER+ THC x 100 P53-
HEX -1760' - IHC X 100 ER+ ‘ IHC X100  P53-
‘HE X 1‘06‘ ‘ IHCX 100 ER- lHCXlOO P53+
HE X 100 | THC x 160 ER—:; | THC X 1h00 P53- '

1 RiEEELARE R ER\PS3 AN ML R

Fig. 1 The expression of ER, P53in breast invasive carcinoma
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Table 1 Comparison of the ER, P53expression between the carcinoma and the pericarcinous tissue
Item ER+ ER- P53+ P53- p
Carcinoma 133 102 75 160
0.042 0
Pericarcinoustissue 21 29 0 50

2 235 GRS FLBRE R IR R EFHE S ER P53 RiZAEXE

Table 2 Correlation between the Clinicopathologic characteristics and ER, P53 expression in 235 cases with invasive breast carcinoma

Item No. ER positive P P53 positive P
Age
<50y 93 40(43 %) 0.01 32(34.4 %) 0.568
>50y 142 93(65.5) 43(30.3 %)
Size of the tumor*
T< 2cm 93 58(62.4 %) 28(30.1 %)
2>T< 5 c¢cm 104 58(55.8 %) 0.172 32(30.8 %) 0.911
T>5 cm 20 8(40 %) 7(35 %)
Metastasis of lymphnodes*
Yes 120 69(57.5 %) 38(26.7 %)
No 101 53(52.5 %) 0.498 33(32.7 %) 0.886

* i E A 18 Bl B F AR R IERARA N ; 14 GIRITHRERBATIRG , SOKBERBBERRE,

BT AREE

BRAEBNX T EERTHTLEB KRR, HRGIT ER.PS3 fiRES TNM s M BIX R

*Note: in 18 cases the size record of the tumor is unavailable because the tumor is not evident; in 14 cases the metastasis of lymphnodes is unavailable

because the radical mastectomy is not operated or not operated in our hospital. The correlation between “M” and ER, P53 is not analyzed because the

datadistant of metastasis is not available.
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Table 3 Correlation of ER expression with P53 expression in

invasive breast carcinoma
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