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[Abstract] Objective To investigate the p53 and HIF-1¢ expressions in favorable-histology type
of Wilms tumor, Methods The expressions of p53 and HIF-1a were detected in 57 primary Wilms
tumors, 21 invasive lesions, and 10 normal renal tissues by S-P immunohistochemistry. Results Posi-
tive staining of p53 was 29, 5% (23/78) in tumors while no positive staining could be found in normal
tissues (y* = 3. 992, P<(0.05). The positive staining of HIF-1a was 39.7% (31/78) while no positive
staining could be found in normal tissues(y* = 6. 136, P<C0. 05). The expression of p53 in different
clinic stages had statistical difference (3% = 13. 152, P<{0.05). Positive rate of p53 expression in the
primary tumor tissues of invasive group and non-invasive group was 33. 3%(7/21) and 8. 3%(3/36),
respectively (¥ =5, 730, P<C0. 05). There was no significant difference between HIF expression and
clinopathological factors (P>>0. 05). Significant statistical difference was detected for p53 and HIF-14
expressions in 21 primary Wilms tumors and matched invasive lesions (Z= — 2,093, P<{0.05/Z =
-2.723,P<C0.01). The expressions of p53 and HIF-1¢ in 78 Wilms tumor tissues were positively
correlated (37 = 36. 210, P<C0. 001, = 0. 681). Conclusions p53 and HIF-1¢ expressions are correla-
ted with the invasiveness of Wilms tumor. This provides us a new sight into the mechanism of the in-
filtration and metastases and therapeutic target of the Wilms tumor.
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