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Identification of Aberrant Methylation Genes in the Process of Drug Resistance Transformation of Androgen Independent Prostate Cancer.
Wu Xianhua, Li Limin, Wu Qiwang, et al. Department of Clinical Laboratory, Quzhou Kecheng District People's Hospital, Zhejiang
324000, China

Abstract Objective To investigate the role of DNA methylation in the process of drug resistance in the androgen independent
prostate cancer. Methods The androgen dependent prostate cancer LNCaP cells were chosen as the control group. The androgen inde-
pendent prostate cancer cell LNCaP — Al was chosen as the experimental group. Genomic DNA methylation levels in the two groups were
detected by DNA [llumina methylation microarray, DNA methylation microarray data was analyzed by bioinformatics methods. The relative
expression of prostate specific antigen mRNA was detected by real time fluorescent quantitative RT — PCR assay. Results LNCaP - Al
cells were found to have a total of 2619 gene methylation levels change in contrast to LNCaP cells. Totally 758 of these genes were highly
methylated, accounting for 28.9% of the difference. Totally 1860 genes showed low methylation, accounting for 71. 1% of the difference.
These genes involved in Notch signaling pathway and insulin like growth factor 1 signaling pathway. PSA gene methylation level of PSA
cells increased by 3. 67 times, and the expression level of mRNA LNCaP — Al was down regulated by 6.5 times. Conclusion DNA

methylation is involved in the process of androgen independent transition of prostate cancer, which may be one of the causes of prostate

cancer drug resistance.
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Percutaneous Balloon Compression of Trigeminal Ganglion for Recurrent Trigeminal Neuralgia after Percutaneous Balloon Compression.

Shen Yongfeng, Wang Ding, Yang Dingbo, et al. Hangzhou Cancer Hospital, Zhejiang 310000, China

Abstract Objective To evaluate the clinical effects of the patients with recurrent trigeminal neuralgia after percutaneous balloon

compression treated with percutaneous balloon compression of trigeminal ganglion. Methods A total of 64 patients underwent a second

PBC, and a retrospective study of the clinical data of these patients was performed. Results After PBC, pain relief was immediate in 58

(90.6% ) patients,and 3 (4.7% ) patient had some pain and need no medication, 2 (3.1% ) patients had some pain that could be con-

trolled with medication. The total efficiency was 95.3% . With a mean length of follow — up of approximately 2 years after surgery, 6 cases
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