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Renal and plasma angiotensin activity do not have the

same physiological modulation
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In All-induced SSHTN hypertension, plasma and renal All

Independent and may be modified in oposite directions
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LYMPHOCYTES PRODUCE ANGIOTENSIN Il

Double staining studies
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HUMANS Ang Il positive cells are tubular cells

and infiltrating interstitial cells

Oxidative stress, renal infiltration of immune cells, and salt-sensitive
hypertension: all for one and one for all _m J Physiol Renal Physiol 286: F606-F616, 2004
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All + cells vs Interstitial All concentration
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Endogenously produced angiotensin |l

regulates T cell function

Hotch et al. (2009). Endogenously produced All
regulates T cell function AJP Reg 296:208-216,
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Reduction of inflammatory infiltration reduces oxidative stress
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Glomerular Hemodynamics in SSHTN induced by Ang II.
Effects of MMF
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Preglomerular arteriolar hypertrophy associated with TI

Inflammation-induced hypertension

Treatment with pyrrolidine dithiocarbamate improves proteinuria. oxidative

stress, and glomerular hypertension in overload proteinuria

Edilia Tapia.! Dolores J. Sdinchez-Gonzdler? Omar N. Medina-Campos.® Virgilia Soto,”
Carmen Avila-Casado? Claudia 5. Martinez-Martinez.? Richard J Johnson,”
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Afferent arteriolar vasoconstriction and remodeling

iInduced by tubulointerstitial inflammation
Herrera-Acosta J et al.
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Guyton AC (1919-2003)

(when) the kidneys lose capacity, the function can be maintained
by recruiting compensating mechanisms, so that a new balanced
steady state ensues.

Koranyi S. Physikalisch-chemische Methoden und
Gesichtspunkte in ihrer Anwendung auf die pathologische
Physiologje des Kreislaufes, Z Physiol 1897

The basic cause of essential hypertension is the inability of the
kidneys to excrete an adequate volume of urine at normal arterial
pressure. Therefore, fluid accumulates in the body until the
pressure rises high enough to balance fluid output with fluid intake
Hypertension is a compensatory response to maintain sodium and
fluid balance when there is impairment in sodium and fluid excretion
Guyton AC. Abnormal renal function and autoregulation in essential
hypertension. Hypertension 1991; 18 (Suppl 5): 11149-53



Arthur Guyton: Hypertension is Due to a
Physiological Defect in Sodium Excretion

Pressure: Natriuresis relationship
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GFR (ml/min)

Renal inflamacion impairs pressure natriuresis (i)
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Initiation phase,
Normal kidney
Normal Na handling

Subtle renal injury
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Hypertension
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Oxidative stress. renal infiltration of mmumune cells, and salt-sensitive

hypertension: all for one and one for all
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