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iASPP and ASPP2 expressions in non-small cell lung cancer tisseues and their
relationship with clinical characteristics

SU Sheng-fa'?, LU Bing'?, HE Chang’, LI Qing-song'*( 1. Department of Thoracic Oncology, Guizhou Tumor Hosptial ,
Guiyang 550003, Guizhou, China; 2. Department of Oncology, First Affiliated Hospital of Guiyang Medical College,
Guiyang 550004, Guizhou, China; 3. Department of Pathology, First Affiliated Hospital of Guiyang Medical College,
Guiyang 550004, Guizhou, China )

[ Abstract ] Objective:To investigate expressions of iASPP and ASPP2 proteins in primary non-small cell lung cancer
( NSCLC ), and their relationship with P53 expression and the clinical characteristics of NSCLC. Methods: Specimens of
54 non-small cell lung cancer ( NSCLC ) patients, who were treated by surgery from Jan. to Dec. 2005 in Hospital of
Guiyang Medical College, were included in this study. The expressions of iASPP, ASPP2 and P53 proteins were detected
by immunohistochemistry staining and Western blotting analysis. iASPP and ASPP2 differential expressions in NSCLC tis-
sues and adjacent cancer tissues and their relationship with P53 expression and clinical characteristics of NSCLC were ana-
lyzed. Results: The positive expression rate of iASPP in P53-negative NSCLC tissues was 71% , which was significantly
higher than that in the 4 adjacent cancer tissues ( 21% , P =0.001 ). ASPP2 protein expression in NSCLC tissues was not
significantly different from that in the adjacent lung tissues. iASPP expression in NSCLC tissues was significantly higher
than that in the adjacent cancer tissues ([0.57+0.36 Jvs[0.28 +£0.24 ], P=0.001 ). ASPP2 expression in NSCLC
tissues was not significantly different from that in the adjacent lung tissues. iASPP and ASPP2 protein expressions in P53

[E€mB] SNEEPRGESESTE( No. 200411011 ); 5 M A R FHRHEEE AA B K LW 4:( No. 200579 ). Project supported by the Key
International Cooperative Foundation of Guizhou Province ( No. 200411011 ), and the Special Foundation for Outstanding Specialist of Science and Tech-
nology and Education of Guizhou Province ( No. 200579 )

[ BB ] JRMERC(1979 - ), 3, SN LA, 36 B, 32D\ Jitiaa 5 S WA e ) e R 5 A F9Y o E-mail: sushengfa2005@ sina. com
[ #fE1E& ] A VK( LU Bing,corresponding author ), E-mail : 1bgymaaaa@ sohu. com



A, 5. IASPP FI ASPP2 TEAR/NAR MU L 4 b i 3 ik B S5 i PRAFRAIE A9 ¢ 2 . 195 -

positive NSCLC tissues were similar to those in the adjacent cancer tissues ( P >0.05 ). iASPP protein expression in P53-

negative NSCLC tissues was significantly higher than that in P53-positive NSCLC tissues ( P <0.05 ). ASPP2 protein ex-

pression in P53-negative NSCLC tissues had no significant difference with that in P53-positive NSCLC tissues ( P < 0.

05 ). iASPP and ASPP2 protein expressions in NSCLC patients were similar in patients of different genders, ages, patholo-

gy types, pathology grades, and clincial stages. Conclusion: iASPP expression is correlated with P53 expression in
NSCLC tissues, with iASPP highly expressed in P53-negative NSCLC tissues. Expressions of iASPP and ASPP2 proteins

have no correlation with the clinical characteristics of NSCLC.

carcinoma, non-small cell lung; iASPP; ASPP2; P53
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ZR G X TCE P53 BHYERL P53 BAYE, 55
HAVGIFAL L ASPP2 Rk 2R TG #E X
(3 .K2). 7£ P53 BRI AL4UH iASPP FRik &
3w T P53 Pk A9 g 4 21 b ASPP K GA &
[(0.57+0.36) vs(0.28 £0.24 ), t =2.050, P =
0.001 ], P53 [R5 P53 BHP: AT Hb 4, Ji 4l 20
ASPP2 Rk B2 7 LG T4 X[ (0.35 £0.18)
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S AR R BRI TR o B LI R 3 Y iASPP
ASPP2 Fik 22 G247 X, 5 s AL AL A I 45
SR .

1 NSCLC £H£# P53.iASPP 71 ASPP2 & HHIFRIX
Fig.1 P53, iASPP and ASPP2 protein expressions in NSCLC tissues
A: P53( x200); B: iASPP( x400); C: ASPP2( x200 )

%1 NSCLC AL iASPP 1 ASPP2 &ix 5 P53 RiAMMEXM nl % )]
Tab.1 Correlation of iASPP and ASPP2 protein expressions with P53 expression in NSCLC tissues n ( % ) ]

iASPP ASPP2
P53
(-) (+) X P (-) (+) X P
Negative 8(28.6) 20(71.4) 4.741 0.029 26(92.9) 2(7.1) 0.939 0.332
Positive 15(57.7) 11(42.3) 22(84.6) 4(15.4)
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#F2 NSCLC A4 iASPP.ASPP2 EARIX
SiaRmEFERNRIR nl % )]
Tab. 2 iASPP and ASPP2 expressions in NSCLC tissues

and their relationship with clinical characteristics [ n( % ) ]

p53( - ) P53( + )
ftem iASPP ASPP2  iASPP  ASPP2
C+) (=) (+) (=)
Gender
Male 16(60) 2(9) 8(36) 3(14)
Female 4(080) 0(0)  3(75) 1(25)
Age
<60 4(50) 2025) 6(46) 3(23)
>60 16(80) 4(20) 5(39) 1(8)
Type
Squamous 8(67) 1(9) 5(33)  1(7)
Adencarcinoma  7(87) 1(89)  4(44) 2(22)
Others 4(50) 1(8) 1(50) 1(50)
Grade
I 4(67) 1(17)  3(50) 0(0)
-1 12(86) 1(7) 6(33) 3(17)
Clinical stage
-1 9(56) 106) 2025) 1(12)
m-v 11(92) 1(8)  9(50) 3(17)

%3 P53 RERET NSCLC FiiEZH R+
iASPP . ASPPA FREMILLE( x +5)
Tab.3 iASPP and ASPP2 expressions in NSCLC
and adjacent cancer tissues with

different P53 expression statuses ( x =5 )

P53( -) P53 ( +)

Group

1ASPP ASPP2 1ASPP ASPP2

NSCLC tissue 0.57 £0.36 0.35 +£0.18 0.40 £0.21 0.37 +0.15

Adjacent
) 0.28 £0.24 0.29 +0.21 0.30 +0.24 0.38 +0.37
cancer tissue
t 3.578 1.209 1.607 0.044
P 0.001 0.065 0.114 0.965

h e “
‘l li:ll . “‘ |

R i A —
2 Western blotting #:ill NSCLC F0fE554H4A
iASPP 71 ASPP2 E B Ri%
Fig.2 iASPP and ASPP2 protein expressions in NSCLC
and adjacent cancer tissuesas detected by Western blotting

A: NSCLC tissue; B: Adjacent cancer tissue
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