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Analysis of ApoB VNTR Polymorphism in Han Nationality and Construction of Standard apoB VNTR Allelic Ladder via Molecular Cloning.
Luo Xiaofeng ,Hong Yingfen, He Jiang, et al. Experimental Center for Medical Teaching, Sun Yatsen University, Guangdong 510080,
China

Abstract Objective
the apoB VNTR allelic ladder by molecular cloning. Methods

To analyze apoB VNTR polymorphism including genotype frequency and sequence structure, and to constructe
PCR, gel electrophoresis and sequencing were used in analyzing apoB VN-
TR polymorphism. Allelic fragments of apoB VNTR were inserted into pUC plasmids. After cloning the allelic fragment, the recombinant
plasmids were sequenced. Then we denominated them and used them as template for re — amplification to generate the apoB VNTR stand-
ard ladder. Results Totally 16 alleles of apoB VNTR were found in the group. Some variants of core sequence were found. The authors

succeeded in producing large quantity of standard allelic ladder of apoB VNTR. Conclusion Genotype frequency and sequence structure

should be combined in the Analysis of apoB VNTR polymorphism. ApoB VNTR allelic ladder is of high value for apoB VNTR typing by e-

lectrophoresis.
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skull in children. Methods

Abstract Objective

To explore the recommendations for indomethacin in the treatment of eosinophilic granuloma ( EG) of the

The data of 16 cases with EG of the skull in department of neurosurgery were retrospectively analyzed. Biop-

sies were performed in all patients (incisional in 3, excisional in 12, and percutaneous in 1) . Indomethacin, has been used in this group

of patients for about 6 — 12 weeks. Results
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Of 16 cases,no child had recurrence,and indomethacin was well tolerated. Conclusion As
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