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Effects of nordihydroguaiaretic acid on genomic methylation pattern of malignant

glioma cells and its significance
YAO Li, BIAN Xiuvww ZHANG Shu hui, CHEN Zi-qgiang (Ingitute of Pathology, Southwest Hospital, Third Military Medical University, Chongqing 400038,
China)

Abstract Objective To investigate the genomic methylation pattem of a malignant glioma cell line in the process of differentiation induced by
nordihydroguaiaretic acid (NDGA). Methods Methylationsensitive aibitrarily pimed PCR was used to study the genomic methylation changes.
Results Fragments of genomic DNA of PCR prwducts in contwl groups digested with Mp [ were smaller than those with Hpa Il . No large frag-
ment could be identified and at least three fragments of different sizes were demonstrated in the contwl group. In NDGA treatment goup comparing
Myp 1  digestion with Hpa Il digestion the amount of PCR products was smaller with more DNA bands. The amount of PCR products in NDGA
treatment group was increased with more DNA bands compared with that in the control groups. Conclusion The genomic methylation level in SHG-
44 cells was increased by NDGA in the differentiation process of SHG-44 cells. It suggests that genomic methylation pattern may be one of the targets
for glioma cell differentiation induced by NDGA.
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