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';ultmhlmmﬂmw release, If intraremal generations of

.wofthnmiﬂtysgdi_mtswitht}pniml fraction. Erdls and Yang (2)

_mmmmmmﬂmmmmmmtynsmmmu{
c!tbynuneuofpmd-lumnas, also contain kininase, converting enzyme
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ummmWMfu-m mxmmins-aum-

tbaopmidumphysiologiauy siaificntndifkrsofmlﬁn:tm,
Mrrmsofimctimimmmnyw :
mmmammmmmm In the homogenized kidney

described several of these renal kininases. One of them is a carboxypeptidase
Mihile the other (kininase IT) is identical with the angiotensin T
converting (3,49). |

Kinins (5) and angiotensins as well (6), are rapidly and nearly ca-pmuy
inactivated when infused into the kidney. Little or no intact bradykinin reaches
the venous effluent or urine, Urine does, however, contain kinins (7), which sre
spperently released intrarenally. '

Unlike renal kallikrein which is localized primerily in the cortex (8), remal
Kkininase and converting enzyme are present in both cortex and outer medulla (9).
After fractionstion of renal microsames into plasma membrane and endoplasmic re-
wmmm.mm (10) and angioten-

inase, (possibly A type), were found predoninantly in an enriched fraction of :
puum (11,12). Isolated brush borders of proximal tubules (Pig. 1) R/

glomeruli €12,13). Transplanted renal tumors, thought to be derived from cells

e (12,14). mmm,hunmummmmﬂnm
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Mmmmmwmmmm

‘:ubula (m th-n 15 the aasm tMe (Fig. 2). In rabbits (15) converting enzyme

i%mwmthepmhﬂlmes. Bothstudi.esreporudnnhlmlmls
miaudwlthﬂbglmutufts (4, 15).

| NSee ekt B fioictia wid dteal tubules; Casine 66 a1, (6} wid
Pullman et al. unmshmﬂntﬂanMWexshigMyactiw_inhym
lyzing added bradykinin and angiotensin II. Little or no activity was found in
the distal tubule, - .

After considering all of these obs‘etvatimé,wesuggestthefolhﬁngnch—
miaforrmmmﬁ&xofkmmmiomm(ﬁg 35). 1If kinins and

mgiotensins released intrarenally have mpo-rtmt effects on water and sodium o :

metabolism and prostaglandin release, ‘the kidney must be capable of inactivating
these pept:.des entering the nephrcn fran extra-renal sources. The low molecular

- weight of these peptides makes it iikely that any plasma kinin or angiotensin that

escapes inactivation in the circulation is filtered at the glomerulus. High
levels of kininase and angiotensinase on the huge surface of the brush border of
the proximal tubules then ensure complete removal of these peptides from the tu-
bular filtrate which eventually reaches the distal tubules, At the distal tubule,
renal kallikrein (11,12,18) interacts with a plassa or tissue kininogen to release
renal kinin. The level of kinin at this sits can be closely controlled since all
traces of extra-renal kinin have been removed. Kallikrein by liberation of (19),
renal kinin (20) may alter ion transport, water reabsorption and liberate prosta-
glandins (21) in collecting tubules and ducts.
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