ABSTRACT

There is a need for data on cellular electro-
l:tes and sodium pump activity in many models of
rypertension because it has become evident that if
sodium is involved in hypertension, it 1s at the
cellular level that it is important. This study was
designed to measure leucccyte sodium, potassium, and
rato constants for sodium efflux, total and ouahain
inse . itive, in animal and human hypertension.

ln Goldblatt-2-Kidney hypertension, leuccovte

l"tes and rate constants were undisturbed.
v nsialt-1-Kidney hyopertension, leucocyte, sodium

v alboct wazr unchanged, potassium concentration was

el s, ond the rate constant Tor total sodium
c1hlux ~as lower, The passive ef Tlux represented by
the ouacbiain insensitive efflux, romained the same.

In Goldblatt-1~Kidney rats drinki g 1% saline leuco-
cyte sodium content fell while ra.e constant for

total sodium efflux was increased Ouabain insensitive
efflux was unchanged. In DOCA hypertension, leuco-
cyte sodium content was marginally elevated while

the rate constant for total sodiwi efflux was also



1. Passlive efflux was unchanged.
cucocytes from patients with essontia!l
t .ton had a high sodium conteni und concen-
o, wand normal potassium content. Potassium
ctration was depressed because of o higher cell
weater o Total sodium efflux ratz constant was un-
changed as was ouabaln insensitive efflux,

In pre-eclampsia, leucccyte sodium content
ard concentration were elevated while potassium
centent and concentration were lepressed. The rate
constunt for total sodium efflux was lower while
ouaialn tnsensitive efflux was the same. These
apnorvalities disappeared six months after dolivery.

These findings arce consistent with a hypo-
thesis that cellular sodium is important in the
pathogenesis of hypertension, but that there are at
least two schemata for its involvement 1n the various

models.



