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Deletions of MTS1 /p16 Gene in Lymphoma
HUANG Yu, QIN Xue, BI Shen— jin, et al
The first affiliated hospital, Guangxi mediaal University, Nanlin 530021

Abstract: Objective To investigate the alteration of MTS1 /pl6 gere in lymphoma. Methods A total of 34

non— Hodgkin s lymphoma and 15 controls DNA specimens were examined for homozygous deletion of MTS1 /
p16 gene Exon2 by Differential PCR. Results The results showed that 4 of 34 non—Hodgkin s lymphoma DNA
specimens were found the deletion of MTS1 /plﬁ gene Fxon2, with a 11.8% (4 B4) MTS1 /p16 gene EXon2
deletion rate. Conclusion The results suggest that MTS 1 /pIG gene alterations may play a role in the progression

of non—Hodgkin s lymphoma.
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in the cell and sub-cell level were similar, which were significantly higher than in the normal tissue. The

higher of the malignant degree, the stronger of the 3— Glucuronidase expression in cancer tissue (P<<0.01).

Conclusion The increasing of B —G lucuronidase level in the hepatic carcinoma tissue was accompanied by the

increasing of metabolize of the cancer cell. As a enzymatic marker in vivo, 3 —G lucuronidase detection has its

clinical significance to the diagnosis of hepatic carcinoma and the detemination of malignant degree.
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