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Futrakul N. Therapeutic hydration as a treatment for patient with renal disease. Chula Med J 1993
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A decreased effective-circulatory blood-volume has been empirically implicated in various
forms of chronic glomerulonephritides. Pre-renalfactors namely inadequate intake, fever, infection and
tubular dysfunction with defective preservation of water and electrolytes commonly encountered in
chronic form of glomerulotubulointerstitial disease are responsible for such defect. Therapeutic
hydration in this circumstance would be of clinical benefit in term of restoring the function of the
remaining nephron and preventing the disease progression. Simple hydration may mainly be beneficial
tothe mild case of purely decreased effective-circulatory bloodvolume; however, therapeutic achievement
in most cases associated with chronic glomerulonephropathy usually follows the combination of
hydration plus vasodilators.
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Figure 1. Pathologic site causing reduced effective circulatory blood volume.
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Figure 2. Pathogenetic triggers which determine the response of therapeutic hydration.
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