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XTAP and caspase-3 protein expressions in the evolution of colorectal adenocarci-
noma

Zhang Yiyi', Liang wei’, Peng Daying’, Li Chunhong', Gao Zhian'( 1. Department of Pathology, First Hospital of
Liaoning Medical College, Jinzhou 121001, Liaoning, China; 2. Morphological Test Center, College of Basic Medicine,
Liaoning Medical College, Jinzhou 121001, Liaoning, China; 3. Department of Pathology, General Hospital of Liaohe Oil
Field, Panjin 124000, Liaoning, China )

[ Abstract ] Objective: To explore the clinical significance of the expressions of XIAP( X-linked inhibitor of apoptosis
protein ) and caspase-3 in colorectal adenocarcinoma and adenoma. Methods: Sixty-seven cases with colorectal adenocar-
cinoma, 30 cases of colorectal adenoma cases selected from the Department of Pathology, First Affiliated Hospital of
Liaoning Medical College from 2010 to 2012 with surgical resection, and 30 cases of corresponding adjacent mucosa ( the
distance from the edge of the cancerous tissue 5 cm ) were used as a control. Immunohistochemistry was used to detect the
expressions of XIAP and caspase-3 proteins in colorectal adenocarcinoma and adenoma tissues; Western blotting was used
to detect the expression of XIAP in the colorectal adenocarcinoma and adenoma tissues; The relationship between the ex-
pression of XIAP and the clinical pathology parameters of colorectal adenocarcinoma was analyzed. Results: The positive
rate of XIAP expression in the colorectal adenoma group ( 71. 6% ) was higher than that in colorectal adenocarcinoma
(46.7% ), and its expression rate was increasing with the decrease of the tissue differentiation degree ( y* =16.132, P <
0.05); the positive rate of caspase-3 expression in the colorectal adenocarcinoma tissues (18.0% ) was lower than that in
the colorectal adenoma group (43.3% ), and its expression rate was decreased with the decrease of the pathological differ-
entiation degree ( P <0.05 ). The expression of XIAP protein was in a negative correlation with that of caspase-3 ( r =
-0.396, P <0.05). Conclusion: The XIAP protein might play a significant role in promoting the progress from colorec-

tal adenoma to colorectal adenocarcinoma by inhibiting caspase-3.
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Fig. 1 Expression of XIAP protein in colorectal
adenocarcinoma ( A ), colorectal adenoma ( B ) and

paracancerous ( C ) tissues ( S-P stain, x400 )
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Fig. 2 Expression of XIAP in colorectal adenocarcinoma,
colorectal adenoma and paracancerous tissues
detected by Western blotting
1: Paracancerous tissue; 2: Colorectal adenoma tissue;

3: Colorectal adenocarcinoma tissue
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caspase-3 EARRIE( S-PELE, x400 )

Fig. 3 Expression of caspase-3 protein in colorectal

adenocarcinoma ( A ), colorectal adenoma

( B ) paracancerous ( C ) tissues ( S-P stain, x400 )
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Tab. 1 Relationship of XIAP expression with clinical

pathology parameters of colorectal adenocarcinoma

XIAP expression

Feature N
n %o X P
Differentiation
High 51 34 66.7 16.123 <0.05
Low 16 15 93.8
Lymphnode metastasis
Yes 38 28 73.7 0.524  >0.05
No 29 19 65.5

TNM

I +1 40 22 55.0 0.420 >0.05

m+1v 27 20 74.0

2.4 Caspase-3 & & &k 5 KW IRJE s R Jm FLA4F A
EOEA

RS M WK, caspase-3 5 I 1E K iR
JR A A Rk, E— 250 T caspase-3 H FH K ik
SR EG R ERRIEM CR( R 2), K
WA K B 98 2H Y caspase-3 BH M 3 35 R B i
= FAR R BRIEE( P <0.05 ), 1 caspase-3 [HP: %
BARIETNM T + T4LA I+ V4 A/ G E 4
HARAMMEFAWECP >0.05), 5
caspase-3 4 14 15 5 KM if g 14 g B 23 b
FE R IEARSE 15 TNM 2030 bk B2 25 % % 0F 6 i
XA
2.5 KBS XIAP 5 caspase-3 & & &k 2
GEES

49 i XTAP 335 BH 1k B K i i i 2
caspase-3 25 [1 {4 FH I 263580 20. 4% ( 10/49 );18
Bl XTAP PP I8 ) K i 4148, caspase-3 25
FIABHPE 8RN 11.1%( 2/18 ) ; Spearman #1543
el L8], K B daE H XTIAP Fil caspase-3 #5 3
BEHAM(r = -0.396,P=0.000 ),



+ 240 -

r [ R A AT 27,2013 2 4 H,2002)

&2 Caspase-3 Riz 5 KIFIREIGRFIEHIENXER
Tab. 2 Relationship of caspase-3 expression with clinical

pathological features of colorectal adenocarcinoma

Caspase-3 expression

Feature N
n % Y P
Differentiation
High 51 11 21.6  7.743  <0.05
Low 16 1 6.2
Lymphnode metastasis
Yes 38 10 26.3 8.643  >0.05
No 29 18 62.1
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I +1 40 20 50.0 10.519 >0.05
m+ v 27 6 22.2
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