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Although much advances in developmental evolution in clinical nephrology have been
appreciated for 2 decades, there has been equally and reciprocally disappointed in relevant to the
therapeutic efficacy in preventing the disease progression in severe form of glomerulonephritis. The
lack of such progress in therapeutic viewpoint and the failure in preventing the disease progression is
likely to be secondary to the following responsible factors (1) Failure to identify the clinical severity
by the inappropriate application of the presently available clinical methodologies (2) Inability to
sort out the renal hypoperfusion state as a crucial pathogenetic mechanism central to the disease
progression in the severe form of glomerulonephritis and (3) Continuous application of the ineffective
and inadequate mode of therapy in treating this severe renal disease On the contrary to the preceding
approach, therapeutic success has been accomplished by correcting the renal hypoperfusion state with
vasodilators, hydration and improvement of hemorrheology. Prevention of the disease progression and
better clinical outcome has been substantiated following such philosophic concept and therapeutic

approach.
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