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Expression of apurinic/apyrimidinic endonuclease in human osteosarcoma and relation-
ship with angiogenesis

ZHONG Zhao-yang' , WANG Dong' , LI Zeng-peng’ , XIANG De-bing' , ZHANG Qin-hong’, XIAO Hua-liang’ ( ' Center of Can-
cer, * Department of Pathology, Institute of Surgery Research, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract: Objective To investigate the expression of apurinic/apyrimidinic endonuclease (APEL) protein in
human osteosarcoma and evaluate its role in tumor initiation, development and angiogenesis. Methods — Expression
of APE] proteins was detected immunohistochemically in 10 normal bone samples, 10 cases of human bone benign tu-
mor and 60 cases of human osteosarcoma. Intratumor microvessel density (MVD) was counted according to the result
of CD34 and FVI[-RAg protein staining. Results APEI protein was predominantly localized in the nucleui of osteo-
sarcoma cells. The protein level of the APE1 in osteosarcoma was significantly higher than that in normal bone and
benign tumor. Forty-three of 60 osteosarcomas (72% ) were determined to demonstrate high levels of APEI expres-
sion, whereas the remaining 17 (28% ) showed low expression of APEl. The MVD in APEI high expression cases
was significantly higher than that in low expression cases ( P <0.01). Conclusion The over-expression of APEL in
osteosarcoma was significantly correlated to tumor differentiation and microvessel density. It may be a new target
marker in antiangiogenesis.
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Fig 1 High expression of APEI protein mainly localized in nucleus of
osteosarcoma cells  (S-P x 400)

E2 APEI ERUBEPEMFKE (5-Px200)
Fig2 Low APEI expression in benign bone tumor (S-P x 200)
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Tab 1  Correlation of APEl protein expression with various clinico-
pathological data in osteosarcoma
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% 2 Correlation of microvessel density (MVD) with clinicopathological
data in osteosarcoma (x £ 5)

I i APEL lfvw APEL h_igh
expression expression
Patient 60 l'_n‘( 28%) 43(72% )
Gender
male 35 11(65%) 24(56% )
female 25 6(35% ) 19044 % )
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Dahlin’s classification
Osteoblastic 32 6 26
Chondroblastic 12 3l 9
Fibroblastic 13 8 5
Others Kl 0 3
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Well-differentiated 9 8 1°
Conventional central 47 9 38
Telamgiectatic 2 0 2
Round cell 2 0 2
Price’s grading
| 5 4 |
I 26 7 19
I 2 6 7"

*

: P<0.05, s APE] low expression
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Fig 3 The intratumoral microvessel density by immunohistochemical
staining of CD34 in osteosarcoma  (5-P x 200)
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