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Expression and Significance of p27 and MCM7 Proteins in Endometrioid Adenocarcinoma
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Department of Pathology, The People’s Hospital of Liuzhou , Liuzhou 545006, China

Abstract : Objective To study the expression of p27 and MCM?7 protein in endometrioid carcinoma and
its clinical significance. Methods The expression of p27 and MCM7 proteins were tested by SP im-
munohistochemistry from normal endometrium(30 cases), endometrial hyperplasia(30 cases), atypi-
cal hyperplasia(30 cases) and endometrioid carcinoma(50 cases). Results The positive expression of
p27 decreased gradually in different groups: normal endometrium ~>endometrial hyperplasia >endom-
etrial dysplasia >endometrioid carcinoma. There was a significant difference amory these groups (P
<C0. 05). But the positive expression of MCM?7 in four groups showed an increased gradually. The
expression of MCM7 in endometrioid carcinoma and endometrial dysplasia groups were significently
higher than those in normal endometrium and endometrial hyperplasia groups (P<C0. 05). Negative
correlation was found between the expression of p27 and MCM7 (= — 0. 3306, P<0. 02). In endom-
etrioid carcinoma group, the lower expression of p27 protein was significantly associated with histo-
logical grading(P<Z0. 05)and pathologic stage(P<Z0. 05). The overexpression of MCM7 protein was
significantly correlated with histological grading, myometrial invasion, lymph node metastasis and
pathologic stage ( P<C0. 05), respectively. The lower expression of p27 and higher expression of
MCM7 were related with recurrence in endometrioid carcinoma(P<C0. 05). Conclusion The results
suggest that the low expression of p27 and the overexpression of MCM7 protein may be involved in
carcinogenesis and development of medometrioid carcinoma. Combined examining of p27 and MCM7
protein may be used as a biomarker in the early diagnosis and for the prognosis judgement of endom-
etrioid carcinoma,
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Table 1 Expression of p27 and MCM?7 in different

endometrial groups

. p27 MCM7
Groups n
— 4+ -+ 4+
Normal endometrium 30 0 5 15 10 5 21 4 0

Endometrial hyperplasia 30 2 10 14 4 4 917 0
Endometrial dysplasia 30 5 15 10 0 0 5 15 10
Endometrial carcinoma 50 27 16 7 0 5 8 16 21

2.2 p27 MCM7 K3k 55 N AR g i A 2
FRIE Z [B] 56

p27 [ BAPE R IR FEH LU 9 G b g 25
T G3 H(P<<0. 05) , fEF AR EL S v, T~ IV 48]
HBEMT T W4 P<0. 05) B 5 FE R RN,
WL S5 A T 6 (P=>>0. 05), MCM7 & 114 FH 32
IKTER LR 9% G2.G3 5 G1 2z 6], e HI<<1/2
WUZRIE S >1/2 2 8] Ak E S 5 ke
SR 2 ) 22 B HAA Geites B L (P<C0. 05),
Il R B4 B A I ~ IV A4 8 2 = 1 1 Al (P<<
0.05), IL3 2,
2.3 MEWES p27 MCM7 EH KR KR

p27 1£ 9 B 2 & A C—)H8 ], (+)1 fil,
MIEREC=H17 fFl, (++)  (+++) 53518 13,6
5], ZH [ PR G LA 25 390 Geit 24 B L (P<<0. 05)
MCM7 FES B (++ ), C+++) 4351k 2.7 i,
TERHAC—H4H], (+) CHH)FIC+H++) F k45
71014 5] A TR P AR 2 R A G R
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Table 2 Correlation of the expression of p27 and MCM7 with clinicopathologic features
p27 MCM7
Item Case —— n P V4 P - n P V4 P

Pathologic grade

Gl 13 5 3 5 0 3 4 5 1

G2 28 14 12 2 0 2,427 <<0.05 2 3 10 13 3.02  <<0.05

G3 9 8 1 0 0 0 1 1
Myometrial invasion

None and <C1/2 35 18 12 5 0 5 8 11 1

>1/2 15 9 4 2 0 0. 48 =>0. 05 0 0 5 10 2.80  <<0.05
Lymph node metastasis

No 38 21 15 2 0 5 7 13 13

Yes 12 6 1 5 0 1.23 =>0. 05 0 1 3 8 2,12 <<€0.05
FIGO stage

1 26 9 12 5 0 5 7 7 7

I 1 7 3 1 0 2,65 <0. 05 0 1 4 6 2,17 <<0.05

m~1v 13 1 1 1 0 0 0 5 8
Tumor recurrence

No 36 17 13 6 0 4 7 1 14

Yes 9 8 1 0 0 2.24 <0. 05 0 0 2 7 2.25  <<0.05
2.4 TENBMEREA D p27 5 MCM7 EHRE L 7edi MR IR M T 2] G, S Cdeo,

UFEPS
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2 Spearman R AT, A5 R R 50 - E
JRAE I p27 5 MCM7 38 1 R KK 2 ) 4
EPERAE (= — 0. 3306, P<<0.02), L3 3,
R3 EAT p27 5 MCMT EEREHX R
Table 3 Relationship between the expression of p27 and MCM7

MCM?7 expression

p27 expression

- + ++ +++  Total
- 0 4 10 13 27
+ 1 3 5 7 16
T+ 4 1 1 1 7
+++ 0 0 0 0 0
Total 5 8 16 21 50
3 itig
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)M 10 5530301 5 1k C+ ) 7 IE # 48
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(++) K 56. 67% (17/30) , i 78 I B 71 488 A= 21 vh
MCM7 & (++) ~(+++ )4 83.33%(25/30) H.
e NEAE RS A AR I T B 2 R, BoR
MCM7 25 19 B 2 3K 55 240 At S o 34 2 1% BROK P
—HOFBEH LTt

p27kip1 2 241 i JE $0H B 11 AR A 4 o] R
(cyclin — dependent kinase inhibitor, CKIs) % Ji& 1
M — AN EE RO AR LB, p27kipl DUHFRFE AR i
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