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Cardiac Function Study of Autologous BM — MNCs by Intramyocardial, Intracoronary and Intravenous Transplantation Into Ischemic Myo-
cardium of AMI in Swines. Sun Lin,Zhang Ge, Zhou Xu, Zhang Tiling, Zuo Mingxian, Chu Tianshu ,Guang Xuefeng ,Yang Dakuan. De-
partment of Cardiology, The Second Affiliated Hospital of Kunming Medical College, Yunan 650101, China

Abstract Objective To study the effects of autologous bone marrow — derived mononuclear on cardiac function changes cells (BM
— MNCs) transplantation by intramyocardial, intracoronary and intravenous. Methods Four weeks after transplantation, blood vessels
density and heart function were observed. Results (1) Blood vessels density in three different deliver BM — MNCs groups were signifi-
cantly higher than those in control group( P <0.01), which in intramyocardial and intracoronary group were not significant but higher than
those in intravenous group( P <0.01). (2) The values of LVEF and FS in three implantation groups were all higher than those in their
control groups. But there was no significance among three implantation group for LVEF and FS. LVEDd in intramyocardial and intracoro-
nary group was lower than that in control group, but there was no significance between intravenous group and control group( P >0.05).
Conclusion Three ways of implantation can induce angiogenesis in the ischemic myocardium and improve left ventricular systolic func-
tion. The therapeutic efficacy is similar in intramyocardial group and intracoronary group, which is better than in intravenous group. In-

tramyocardial and intracoronary transplantation can attenuate remodeling but these effects can not be observed in intravenous group.
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Correlation of Serum Cystatin C, Urinary Cystatin C and Renal Pathology in Primary Glomerulonephritis Patients of Different Patological
Types. Sun Xiuli,Qi Muge ,Chen Aizhen. Department of Nephrology, Baotou Central Hospital , Neimenggu 014040 , China

Abstract Objective To investigate the variability of serum Cystatin C concentration and urinary Cystatin C concentration in prima-
ry glomerulonephritis patients of different patological types,and to study the correlation with renal pathological changes. Methods Urina-
ry Cystatin C was detected before renal biopsy. The two indexes were processed by correlation analysis with glomcrulus scores and renal tu-
bulointerstitial scores respectively. Results The differences of Serum Cystatin C concentration and urinary Cystatin C concentration in IgA
nephropathy (IgAN) group,focal segmental glomerulosclerosis group and membranous nephropathy group existed statistical significance as
compared to normal control (P <0.05). The level of serum Cystatin C was highly correlated with glomcrulus scores, which had an advan-
tage over the level of urinary Cystatin C and glomcrulus scores. But the strong relationship between urinary Cystatin C concentration and re-
nal tubulointerstitial scores was better than that between serum Cystatin C concentration and renal tubulointerstitial scores. Conclusion
The detection of serum Cystatin C or urinary Cystatin C may both reflect pathological changes of chronic kidney disease well. Especially, it
has important clinical significance about estimating renal tubulointerstitial damage ,in spite of the difference of serum Cystatin C and urina-
ry Cystatin C laying particular emphasis on renal pathology.

Key words Serum Cystatin C; Urinary Cystatin C; Renal pathology
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