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Mitochondrial DNA point 13731 mutation in spinocerebellar ataxia WANG Dong ~ hui, WANG Jin. The First
Affiliated Hospital of Guangxi Medical University ,Nanning 530021, China
[Abstract] Objective To study the possible relationship between the point mutation in mitochondrial DNA

(mtDNA) .and the progression spinocerebellar ataxia(SCA). Methods Polymerase chain reaction( PCR) was used

to amplify the mtDNA segments of these patients and their relatives individuals,40 volunteers. The mtDNA segment
lied in the above mtDNA ND5 gene. For PCR products of the mtDNA segment, single strand conformation polymor-
phism(SSCP) was executed to detect mutations and the abnormal segments were sequenced. Results We had found

a new mtDNA mutation in segments of mtDNA point 13731(T > C) , was identified in 1 patient and 1 presymptomatic

relatives. Conclusion A new point mutation of detected mitochondrial DNA may be lated to SCA.
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The effect of atorvastatin on urine protein and correlation factor in older patients with early diabetic ne-
phropathy without hyperlipemia LI Jian - ying, GUO Jin,WANG Zhi - ying et al. Department of Privilege , the
People’ s Hospital of Guangxi Zhuang Autonomons Region ,Nanning 530021, China

[Abstract] Objective To study the effect of atorvastatin on urine protein( UAER), endothelin( ET) , nitro-
gen monoxidum(NQ) ,C - Reactive protein{ CRP) in older patients with early diabetic nephropathy( DN) without hy-



