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Structure and function of human protection of telomere 1

Summary

Human protection of telomere 1 (hPOT1),including two domains binding oligonucleotide and one

domain interacting with TPP1.is an important subunit of telosome. hPOT1 binds double strands DNA directly.fur-

thermore,it is associated with single strand DNA indirectly by interaction with TPP1, hPOT1 is an important fac-

tor for protecting the ends of telomere from DNA damage reaction.and maintaining stability of telomeric DNA

length.chromosome and telosome,
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Diagnosis significance of serology index detection in rheumatoid arthritis

Summary Rheumatoid arthritis (RA) is a common systemic autoimmune diseases, which is lack of specific

diagnostic and treatment currently. especially for early diagnosis and atypical cases are easy to misdiagnosis and

wrong treatment. In recent years.immunology and molecular biology have been continuous improved. New markers

such as osteopontin (OPN) . anti-keratin antibodies ( AKA).anti-SA antibodies. poly anti-fiber protein antibody

(AFA) ,anti-perinuclear factor antibodies (APF) and anti-CCP antibodies were found which would improve RA di-

agnostic sensitivity and specificity, These detection of serology indexes combination could help to improve the early

diagnosis of RA.

Key words rheumatoid arthritis;autoantibodies: cytokine; proteomics
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