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Expression and purification of SLA,LKM-1 and their preliminary application in autoimmune hepatitis
Wang Ying' ,Wang Yi’
(1. The Second People’s Hospital of Shenzhen ,Guangdong 518035 ,China;2. Department of Clinical Laboratory Science ,
Third Military Medical University ,Chongqing 400038 ,China)

Abstract: Objective The expression and purification of the SLA and the LKM-1 were implemented for preliminary clinical ap-
plications of autoimmune hepatitis diagnosis. Methods The expression of SILA and LKM-1 were obtained based on the constructed
CYPIID6 and SLLA prokaryotic expression vector. They were purified by using NI-NTA agarose beads affinity chromatography. The
purified protein was used for clinical screening of autoimmune hepatitis investigation. Results The products of two recombinant
plasmids that were expressed in E. coli M15 were compared with the air bacteria after the SDS-PAGE analysis. The bacteria with
the target gene depicted a very strong protein band in at the molecular weight of about 50X 10* Department 47. 5X 10%, respective-
ly. The positive E. coli gene with target gene were screened out and cultivated to be a large amount. The target protein can be ex-
pressed by IPTG induction of protein were identified by using the IPTG induced expression. The fusion protein was purified after
the identification,in order to ensure the purity of the purified protein. Western blot with antigen activity was used to identify the
Purified products,which can be used for clinical screening of patients with autoimmune hepatitis. Conclusion Expression and puri-
fication of SLLA and LKM-1 protein are obtained for clinical use in autoimmune liver disease as well as providing more support for
clinical diagnosis.
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