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Three modified groups to decrease in serum transthyroxine protein in patients with systemic senile
amyloidosis

ZHAO Li-li, LIU Xiao—dan,PUREVDOR]J Narangerel, WANG Ran, LI Lei, SUN Xu—guo

(Department of Clinical Laboratory and Blood, School of Medical Laboratory, Tianjin Medical University, Tianjin 300203, China)
Abstract Objective: To explore TTR event protein metabolism and the molecular mechanism of amyloid formation. Methods: We first
used ProteomeLabPF — 2D system to separate protein on the basis of protein isoelectric point(IP) in each pH range and then western blot was
applied to identify the TTR range. We used sulfur flavin T (ThT) reagent quantitative to sort out the collection part of the content of
amyloidosis, further flight mass spectrometry of surface—enhanced laser desorption/ionization— time (SELDI TOF MS) to analyze each part of
TTR event protein modification type. Results: It was found that SSA patients and healthy volunteers whose serum pH were 8.0— 8.6, pH
4.0-4.6 and pH 5.8-6.8 had a high abundance of protein. Moreover, during pH 6.8 to 5.8, the amyloidosis content of SSA patient group had
significantly higher pH than the control group. The TTR N-terminal amino acid modified groups: Phosphoryl, Hydroxyl, O — GlcNac were
negative. Conclusion: The reduction of TTR event N—terminal amino acid modified protein was found in SSA patients and Phosphoryl
(Phosphoryl), Hydroxyl (Hydroxyl), glucosamine (O — GleNac) may be associated with the formation of amyloid protein.
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Tab 1 Clinical characteristics of patients
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Fig 1 Chromatographic analysis of serum proteins of SAA patients
and healthy volunteers using ProteomeLab PF-2D
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Tab 2 The fluorescence intensity of serum amyloid formation in

each pH fraction
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Tab 3 The serum TTR modification in each pH fraction
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Fig 2 Identification of the TTR modification in those collected fraction in SSA patients and Healthy volunteers
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TTR amino acid sites
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