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Cyclooxygenase- 2 and BCL- 2 Protein Expression in Skin Neoplasms

MAO Yue-ping!, DUAN Zhao-hui?, YIN Ruo-fei', ZENG Fan-gin’, LIN Bao-zhu!
(1.Department of Dermatology & Venerology, 2.Department of Clinical Laboratory, The Second Affiliated Hospital ,
SUN Yat- sen University, Guangzhou 510120, China)

Abstract: Objective  To investigate the expression of cyclooxygase- 2 protein  (COX-2) and apoptosis
associated gene bcl-2 protein in skin neoplasms and primarily explore their over - expression in formation and
development of neoplasms. Methods  Immunohistochemical staining was applied to detect COX-2 and BCL- 2
protein expression in 15 cases of seborrheic keratosis (SK), 15 Bowen's disease (BD), 20 basal cell epithelioma
(BCE), 20 squamous- cell carcinoma (SCC) and 5 normal skin tissues. Results Four kinds of neoplasms showed
COX- 2 expression. Surrounding normal tissues did not show COX- 2 expression. There was no significant distinction
in the general positive rate (x?=0.148 P >0.05); staining intensity displayed significant distinction (Hc=90.70 P<
0.05). Expression of SCC and BD was diffused; SCC proved the most remarkable expression density. Higher cellular
differentiation SCC specimen was more intense than lower ones. Positive staining intensity was diverse in BCE and
SK. Normal tissues specimen manifested a weak staining in the basal layer. Positive Bcl- 2 expression was higher in
COX- 2 positive expression of SCC, BCE, BD than those in negative COX-2 group. Conclusion  COX- 2 over-
expression exists in skin neoplasm. Detection of COX- 2 expression in SCC can used to estimate malignancy degree
and cellular differentiation. Pattern of COX- 2 staining means more than intensity and positive reaction. BCL-2
expression was correlated with over - expression of COX-2. COX-2 may promote skin neoplasm formation and
development by stimulating anti- apoptosis of BCL- 2 protein.
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Table 1 Expression of COX- 2 in five kinds of tissues
COX-2 Staining intensity? .
1.1 n positive % P Staining degree
2000 1 2004 10 sCcC 20 1990!' 1 10 8 2-3
BCE 20 13 65.0 * 5 1-2
15 Bowen’ s 15 BD 15 11 733 ¢ 4 2-3
20 20 5 SK 15 7 466 * 1-3
Normal 5 00 5 0
12 1) ¥=0.148 P >0.05 2) Hc=90.70 P< 0.05
SP
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1.3
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EDTA/
30 mL/L
H,0,
37 2 3h 37 10 15 min
37 10 15 min 2
DAB
1 200 1 COX-2
1.4 Fig.1 Immunohistochemical localization of COX- 2
[2 A: Seborrheic keratosis; B: Bowen’ s disease; C:Basal cell
epithelioma; D: squamous cell carcinoma; E: Normal skin;x400;
0 Arrow: COX- 2 positive cells
-1 + 2 ++ 3 SK
+++ COX-2
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Table 2 Correlation of COX-2 and BCL- 2 expression
n pos(i:tglé-‘i) posﬁic\:lle?-ozm X P ' SCC COX-2
SCC 20 19 95 18 90 9470 0.001 0.688
BCE 20 1368 10 50 4430 0.033 0471
BD 15 11 733 9 60 8.182 0.003 0.739
SK 15 7 46.6 8 53.3 1727  0.300 /
Normal 5 0 0 / / / COX- 2 COX- 2
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