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Progressive increment in incidence of patients entering end-stage renal disease
has become an accelerating and challenging issue when increased demand of renal
replacement therapy overwhelms the shortage of its supply. This preceding concern
addresses 2 main specific issues concerning 1) Is there a way to treat renal disease and
prevent it from entering end-stage renal failure ?. What is the crucial pathogenetic
mechanism of disease progression ? and 2) How to recognize the disease severity early
in the course of disease ?

In accordance with the former, it has recently been proposed that glomerular
endothelial dysfunction determines the disease progression and that enhanced renal
perfusion therapy may likely be a promising therapeutic maneuver. Of the later issue,

an application of renal functional asssessment pertinent to assess the glomerular
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(glomerular filtration rate, ultrafiltration coeficient, intraglomerular hydrostatic pressure),
vascular (renal plasma flow, peritubular capillary blood flow, renal arteriolar resistance)
and tubular functions (transport which is reflected by determining the fractional
excretions of filtered solute,concentration: urine and plasma osmolarratio and acidification,
plasma chloride and bicarbonate ratio), is likely to assist in scrutinizing the degree
of clinical severity at any time point along the clinical course. Thus, synergy of the two
preceding conceptual views are hopefully able to improve the functional status of the

kidney and retard or prevent it from the end-stage renal disease.

Key words : Pathogenetic mechanism, Glomerular endothelial dysfunction, Renal

hypopertusion,Enhanced renal perfusion therapy,End-stage renal disease.
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