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veneer repair. The occlusal surfaces of 7 mandibular premolars were ground evenly for 1. 5 mm simulating the mor—

phology of occlusal surface of severe wear tooth and the occlusal surface was prepared with IPS e-max Press. After

the adhesive was cemented static loading test was performed on each specimen until cracked and the fracture load

value and fracture mode were recorded. The fracture load of the specimens was much higher than the normal masti—

catory force which could meet the clinical repair needs. The fracture mode was mostly limited to the fragmentation of

the restoration or the damage of the tooth in a small range which was conducive to the secondary repair. IPS e-max

Press occlusal veneer is a minimally invasive and ideal method for the restoration of severe tooth wear in premolar.
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Breeding reproduction and genotype identification of LSS knockout mice
Li Mingcong Sun Xiaomei Li Yuhao et al
( Dept of Biochemistry and Molecular Anhui Medical University Hefer 230032)

Abstract To explore the breeding and genotype analysis of Lanosterol synthase ( LSS) gene knockout mice. The
introduced heterozygous knockout mice were reared and bred the tails of progeny mice around 2 weeks old were
cut their genomic DNA was extracted the target gene fragments were amplified by PCR reaction and identified by
agarose gel electrophoresis Genotype of mice; Western blot analysis was used to analyze and compare LSS protein
expression in livers and skin tissues of heterozygous and wild-type mice. A batch of LSS knockout mice were suc—
cessfully bred and their progeny mice were identified by PCR with two genotypes: wild type (LSS*'* Wt) and
heterozygous ( LSS*'~)  which did not appear Homozygous knockout mice; Western blot results showed that com—
pared with wild-type mice LSS gene knockout heterozygous mice expressed less LSS protein in liver and skin tis—
sues; the viability of heterozygous knockout mice was weaker than that of wild — type mice. Successfully obtaining
LSS gene knockout mice PCR identification of mouse genotypes has the advantages of fast simple and stable
which lays the foundation for further study of the biological function of LSS.
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