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Effects of miR - 193b on Endometrial Carcinoma Cell Invasion Potential.

and Gpecology , The 97" Hospital of PLA, Jiangsu 221004 , China

Liv Ying, Zhu Yuehua, Cao Hui. Department of Obstetrics

Abstract Objective To investigate the effect of miR - 193b on endometrial carcinoma cell invasion potential, and explore its pos-

sible targets and mechanism. Methods Human endometrial carcinoma HEC — 1A cells were transfected with miR — 193b inhibitor. The

change of invasion ability in HEC — 1A cells was measured by Transwell assay. Then the expressing levels of cell invasion related matrix

metalloprotease (MMP) -2 and MMP -9 were identified by Western blot. Results

miR - 193b inhibitor could effectively inhibit the

expression of miR - 193b in HEC - 1A cells. And the invasive ability of cells transfected with miR — 193b inhibitor was obviously
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reduced. Western blot identified miR — 193b inhibitor could effectively inhibit the expression of MMP -2 and MMP - 9. Conclusion

miR - 193b could effectively regulate the HEC — 1A cell invasion by regulating the expression of MMP -2 and MMP -9.

Key words miR -193b; Endometrial carcinoma; Invasion
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Mutation Dectection of Dystrophin Gene in A Chinese Family with One Member Affected with Duchenne Muscular Dystrophy.

A1 AR AR TE B L2 A

Tian Li,

Zhang Ling, Du Rong, Zhu Yuanzhou, Ke Qinmei, Zhu Jianfang. Union Hospital, Tongji Medical College, Huazhong University of

Science and Technology, Hubei 430022 ,China

Abstract Objective To identify the genetic causes of Duchenne muscular dystrophy (DMD) in a Chinese consanguineous family

with one individual affected with DMD. Methods

We collected clinical information from a DMD pedigree. Subsequently, polymerase

chain reaction( PCR) and DNA sequence analysis were used to detect the dystrophin gene mutations. Meanwhile, we carried out the poly-

merase chain reaction — restriction fragment length polymorphism ( RELP) analysis to determine if the mutation was present in 150 normal

controls. Results

A missense mutation ( A2851G ), were identified in dystrophin gene of DMD patients. Conclusion

The results

revealed a unreported polymorphism ( A2851G ) of the dystrophin gene in Chinese DMD patients.

Key words Duchenne muscular dystrophy; Dystrophin gene;
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