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Association of Plasma Soluble HLA - G with Treg Cells in Patients with Rheumatoid Arthritis. Hou Li, Shen Bo, Zheng Yufen, Zheng
Jing, Zhu Min. School of Medical Lab Science,School of Life Sciences,Wenzhou Medical University ,Zhejiang 317000 , China

Abstract Objective To investigate the expression of plasma soluble HLA — G (sHLA - G) in patients with rheumatoid arthritis
(RA) and their associations with Treg cell and clinical features of the disease. Methods We studied 40 RA patients as well as
40 healthy controls. Plasma sHLA — G levels were determined by enzyme - linked immunosorbent assay. The fraction of circulating CD3 *

HLA = G " T cells and CD4 " CD25 * Foxp3 * Treg cells were analyzed by flow cytometry. Results
concentration of plasma sHLA — G than the control subjects(P <0.001). The level of CD3 *HLA - G " T cells as well as Treg cells were

RA patients showed a significantly lower

significantly lower in RA patients than those in the healthy controls( P <0.01). Spearman analysis showed that the level of sHLA - G but
not CD3 "HLA - G T cells was correlated to the fraction of Treg cells. The level of sSHLA — G as well as CD3 " HLA —= G T cells were
negatively associated with DAS 28 score( P <0.05), but not correlated to ESR, CRP, RF, anti - CCP and ANA (P >0.05). Conclu-
sion The abnormal expression of plasma sHLA — G detected in RA suggests that they may play an important role in the development of
RA. There is a positive correlation between the levels of plasma sHLA — G and the fraction of Treg cells in peripheral blood. There may
exist induction and regulation of molecules through the cell signaling pathways between sHLA — G and Treg cells, which can synergically
induce and maintain autoimmune tolerance.
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Evaluation of Left Ventricular Longitudinal Diastolic Function and Synchronism in Patients with Hypertrophic Cardiomyopathy by Two Di-
mensional Speckle Tracking Imaging. Liu Min, Liu Liwen,Zuo Lei, Ru Ao,Zheng Lei, Tian Xinqgiao. Department of Ultrasonography , The
Second Affiliated Hospital of Wenzhou Medical Uiversity ,Zhejiang 325000, China

Abstract Objective To evaluate longitudinal myocardial diastolic function and synchrony of left ventricular(LV) in patients with
hypertrophic cardiomyopathy (HCM ) by two dimensional speckle tracking imaging(2D — STI). Methods Forty - six patients with HCM
and thirty — two healthy volunteers were studied by 2D - STI. Two — dimensional echocardiography was performed to collect three consecu-
tive cardiac cycles dynamic images of LV four — chamber view,two chamber view, apical long axis view. The peak longitudinal strain rate
of early and late of diastole( SRe,SRa)at each segment of the LV basal,middle and apical levels were measured. The peak time of early
and late diastolic longitudinal strain rate( T, T,y ) were measured from the start point of QRS wave of electrocardiogram. The LV segmen-
tal standard deviation( T, —SD, T, — SD)and maximal difference (T, — Diff, T, , — Diff) were calculated. Results Compared with
normal controls,SRe of 17/18 segments and SRa of 6/18 segments were decreased in HCM group. Ty = SD, T, — SD and T, - Diff

were significantly higher in patients with HCM than in normal controls. T,y — Diff were higher in patients with HCM than in normal con-
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