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[ Abstract] Objective To analyze the clinical implications of methylation of the interleukin—12B gene
(IL-12B) on promoter area in bladder cancer tissues. Methods The tissues of 78 cases of bladder cancer and
para—carcinoma tissues were studied. The expression of methylation of IL-12B gene on promoter area was detected by
polymerase chain reaction (PCR) . The protein expression of IL-12B was determined by western blot analysis.
Results (1)

significantly higher than that of the para—carcinoma tissues

The product of methylation of IL-12B gene on promoter area of the bladder cancer tissues was
(the chi—square = 14.8, P=0.001) . (2) The PMR
level of IL.-12B gene in bladder cancer and para—carcinoma tissues was statistically significant (=342, P=
0.001) (3) The IL-12B protein expression level of bladder cancer tissues was significantly less than that of
para—carcinoma tissues (t=2.832, P=0.012) . Conclusion The methylation of IL-12B gene on promoter area
and the inactivation of IL-12B protein are significantly related to bladder cancer.
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Fig. 1 The PCR result of methylation of IL-12B gene
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