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Abstract: Objective To explore the correlations between the expressions of Angiopoietin-2(Ang-2) and
its receptor(Tie-2) and the microvessel density(MVD) ,as well as several clinicopathologic parameters in
ovarian carcinomas. Methods The expressions of Ang-2 and Tie-2 were detected By RT-PCR,and MVD
by the immunohistochemical mothed in 25 specimens of normal ovaries,25 specimens of benign ovarian
tumors and 65 specimens of ovarian cancer. Results The MVD in the ovarian cancer group was signifi-
cantly higher than that in the benign ovarian tumors group(z = 2. 61, P<C0. 05) ,moreover there was a sig-
nificantly varied MVD among different clinical stages of ovarian cancer(F =4, 618, P<(0. 05). Both posi-
tive rate and level of Ang-2 mRNA were markedly highest in the ovarian cancer group than those in the
benign ovarian tumors group and the control group(P<C0. 05). There was a significant difference of Ang-
2 mRNA in different clinical stages of ovarian cancer (0. 298 £ 0. 022 vs. 0. 206 £ 0. 086, P<C0. 05). A
positive correlation was found between the MVD and the expression level of the Ang-2 mRNA(rMV =
0. 685, P<C0.05). Tie-2 mRNA was only observed from 5 specimens of ovarian cancer. Conclusion Ang-
2 was high-expression. and associated with the increased formation of tumor blood vessels in ovarian canc-
er.
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Figure 1 The microvasculars CD34 staning results in the control group,the benign group and the malignant group(SP X 400)
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Table 1

Ang-2 mRNA and Tie-2 mRNA

MYVD and the expressions of

Positive rate  Positive rate

Number '
Groups MVD of Ang-2 mRNA of Tie-2 mRNA
of cases
(%) (%)
Control group 25 5.319%1.623 12 0
Benign group 25 8.956%2.11° 20 0
Malignant group 65 14,483 + 4,296 70, 8¢ 7. 692

Note:*: P<<0). 05,compared with the control group;®: P<C0. 05,
compared with the benign group;©: P<<0. 05,compared with the con-
trol group;*: P<<0. 05,compared with the benign group
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Table 2 The relationships between the Ang-2 mRNA expression
and the clinical or pathological features in the malignant group

Clinical and Ang-2
pathological features mRNA Fore P

Age(years)

<50 29 0.252%0, 042

=50 36 0.261£0.054 0.791 0.532
Clinical stages

I~1 41 0.206 +0. 086

M~V 24 0.298%0.022 4.006 0.015
Degrees of differentiation

High 13 0.275%0.048

Middle 23 0.252%0.049 0.426 0.542

Low 29 0.250 0. 050
Pathological types

Serous cystadenocarcinoma 48 0.252 %0, 052

Mucinous cystadenocarcinoma 12 0.274£0.038 2.003 0.124

Other types 5 0.225%0.042
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Figure 2 The expression of Ang-2 mRNA and Tie-2 mRNA in someovarian cancer specimens
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