fRRBFIBHTA 2012 58 39 B 3 1

DOI:10. 3971/j. issn. 1000-8578. 2012. 03. 010

cPLA2 %n COX-2 7E i Jeg B 23 1y % 38 &

IHE. D %#ﬁ,’c

Expression and Biological Significance of ¢cPLLA2 and COX-2 in Lung Cancer Tissues
Wang Jingyuan, Ma Xiumei

De partment of Pathology , Inner Mongolia Medical College , Hohhot 010059, China

Corresponding Author : Ma Xiumei s E-mail :maxiumei0471 @yahoo. com. cn

Abstract: Objective To explore the expression and biological significance of ¢cPLLA2 and Cox-2 in lung
cancer tissues. Methods The expression of ¢cPLA2 and COX-2 in mRNA level in cancerous tissue and
tumor-adjacent tissue were detected by RT-PCR. while the immunohistochemical SP method was used to
evaluate the expression of ¢cPLLA2 and COX-2 proteins in the corresponding tissues. Results The mRNA
level of COX-2 and cPLLA2 significantly increased (P<C0. 05)in lung cancer group as compared with those
in the tumor-adjacent tissue. The positive expression rate of ¢cPLLA2 in cancerous tissue was 76. 7% (46/
60) ,but no expression was observed in tumor-adjacent tissue. The positive expression rate of ¢PLA2 in
lung cancer was independent of clinic pathological parameters including size of tumor, histological type,
TNM staging, histological grade and lymph node metastasis (P<C0. 05). The positive expression rate of
COX-2 protein in cancerous tissue and tumor-adjacent tissue were 73.3 % (44/60)and 13. 3% (8/60) (P<<
0. 01). The positive expression rate of cox-2 protein in lung cancer was independent of size of tumor and
histological type(P>>0. 05),but correlated with histological grade,lymph node metastasis and TNM stag-
ing. The positive expression rate of COX-2 protein increased gradually with lymph node metastasis, the
decrease of histological grade and the increase of TNM staging. There was a significant difference( P<<0.
05). Conclusion It suggested that the expression of cPLLA2 and COX-2 in lung cancer may play an impor-
tant role in the process of carcinogenesis,and might provide a clinical basis for the early diagnosis and tar-
geted therapy of lung cancer.
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Table 1 The primers
S Annealing
temperature
cPLA2 F- CAGTGGGCTCACATTTAACCT 54°C
R- CTTCCCGATCAAACACATAAGG
F-TCCTATTATACTAGAGCCCTTCCT 53°C

COX-2 )
R-TTCCACAATCTCATTTGAATCAGG

R-ATCTGGCACCACACCTTCTACAATGAGCTGCG 59°C

-actin
¢ F-CGTCATACTCCTGCTTGCTGATCCACATCTG

(3)RT-PCR:cDNA Kl % : R g F 1R R 20 pl.

B RNA10.5 pl,Reaction buffer 4 p1,dNTP 2 ul,
Rnase Inhibitor 0. 5 ul, Oligo Dt 1 pl, AMVase
2 pl, FIRFEE 10 min,42°C KA 1 h, 7KH 2 min,
PCR {& % H 25 pl: ddH,O 8.5 pl, cDNA 2 ul,
Tagmix 1. 25 pl, Primer1 1 pl, Primer2 1 pl; PCR
IS 94 C A PE 5 min, SR G 94°C 254 60 s,
BGREE, WK 1, B 45 s, 72°CIEff 45 s By & 1F
T AER 35 KR JE AE 72°CIEAR 10 min, P3G )5
YT 4CORIE. &1 0 BUNRPEEE RS Tk . FH 5 1K &
B HT R G AT WOG B I AE e aL B i 5
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05 7 FH A A S OB B A T (10 X 40) BEBLER
5~8 AN [F] A AL o 53 B A0 A o A A
Sy PRGNS S A0 BN T A R =10 8 U
FHPE R R (), <10% WA EK(—) .
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3 It 982 R 55 2L rp 15 1 860 bp ¢PLA2,
720 bp COX-2 FEH F Bt | ik LN 2 |
B-actin HL K5 (400 bp) DNA & & M AR, cPLA2,
COX-2 |k DNA i 5 NS B & EE S
cPLA2,COX-2 mRNA i X} ik i, L5150
Mr 59 o AL 4L L 4, il g 41 21 1) cPLA2 1 COX-2 iy
Fe IR R B (P<C0.05) , LI 1.3 2,

4 3 2 1 M

1000 bp

700 bp
500 bp

300 bp

M :marker; 1, 3; production of ¢cPLA2 RT-PCR in lung cancer
tissue(860 bp) ; COX-2 RT-PCR production (720 bp) ; B-actin
RT-PCR production(400 bp);2, 4. production of ¢cPLA2 RT-
PCR in tumor-adjacent tissue (860 pb); COX-2 RT-PCR pro
duction(720 bp) ;-actin RT-PC production(400 bp)
1 RT-PCR 7= 55 fig #8 5% B L ik &
Figure 1 RT-PCR agarose gel electrophoresis
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Table 2 Expression of COX-2 and cPLA2 in mRNA level in

cancerous tissue and tumor-adjacent tissue of lung cancer( T * s)

Groups n ¢cPLA2 mRNA P COX-2 mRNA P

Cancerous tissue 60 0.82£0.10 0.46%0.07

Tumor-adjacent tissue 60 0. 08 %0, 01 <0.05 0.07 £0.02 <0.05
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Table 3 Relation of expression and the clinicopathologic characteristics of cPLLA2 and COX-2 proteins in lung cancer

Clinicopathologic . cPLLA2 proteins COX-2 proteins
characteristics Cases Positive  Positive rates( %) Positive  Positive rates( %)
Size of tumor(cm)
<5 30 24 80. 0 22 73.3
=5 30 22 73.3 1. 000 22 73.3 1. 000
Histological type
Squamous cell carcinoma 32 20) 62.5 20 62.5
Adenocarcinoma 28 26 92.9 0. 086 24 85.7 0.226
Histological grade
Well differentiated 30 18 66.7 16 53.3
Poorly differentiated 30 28 91.7 0. 080 28 93.3 0. 035
Lymphnode metastasis
Not metastas 28 18 87.5 14 50
Metastas 32 28 64.3 0.204 30 93.7 0.012
TNM stage
1 14 8 57.1 4 28.6
I 24 18 75.0 0.252 20 83.3" 0. 009
il 22 20 90.9" 20 90.9"
Note: " :compared with stage | , P<C0. 05
- Q9 @b - Q9 @

>’

2a:positive expression of ¢cPLA2 in lung cancer;2b:negative expression of cPLLA2 in tumor-adjacent tissue;

2c: positive expression of COX-2 in lung cancer;2d:negative expression of COX-2 in tumor-adjacent tissue

B2 AhEEAR cPLA2 1 COX-2 EHRRIETH(SP
Figure 2 Expression of ¢cPLA2 and COX-2 proteins in the lung cancer(SP
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