
oncen t ra t i on  o f  i n a c t i v e  r e n i n  i s  h i g h  i n  t he  newborn a t  a  t ime  
hen c i r c u l a t i n g  a c t i v e  r e n i n  l e v e l s  a re  known t o  be e levated,  
nd whether i n a c t i v e  newborn r e n i n  can be separated from a c t i v e  
en in  by chromatography. 78 samples o f  newborn plasma were 
c i d i f i e d  t o  ph 5.5-5.7, t h e  opt imal  ph f o r  gene ra t i ng  ang io ten-  
i n  I (angio  I )  f rom a c t i v e  r e n i n ,  and t r e a t e d  w i t h  Bal and 8-OH 
u i n o l i n e  t o  prevent  f o rma t i on  o f  ang io tens in  2. The samples 
e r e  d i v i d e d  i n t o  2  equal p a r t s ,  one c o n t r o l  f o r  c i r c u l a t i n g  
n g i o  I and one generated t o  ang io  I a t  37'C f o r  1  h r  p r i o r  t o  
IA. The c o n t r o l  and generated samples were p laced i n  an i c e  
a t h  ( 3 - 4 ' ~ )  f o r  10 h r s .  The c o n t r o l  samples conta ined 6.7 5 1.0 
g/ml/hr (M and SEM) o f  a c t i v e  ren in ,  and 14.1 5 1.8 o f  c r y o a c t i -  
a ted  r e n i n  (as PRA). The (37'C, 1 h r )  generated samples con- 
a i ned  22.8 + 1.3 ng/ml/hr o f  a c t i v e  r e n i n  and 17.7 + 1.7 o f  c r y  
c t i v a t e d  r e n i n  (as PRA). Chromatography on 1M G-75 Sephadex 
olumns e l u t e d  w i t h  0.1M Na Phosphate b u f f e r ,  ph 6.9 showed ac- 
i v e  r e n i n  i n  one f r a c t i o n ,  M.W. 45,000, and c r y o a c t i v a t e d  and 
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Glomerulonephri  t i s  (GN) assoc ia ted w i t h  subacute b a c t e r i a l  
endoca rd i t i s  (SBE) o r  an i n f e c t e d  v e n t r i c u l a r  j u g u l a r  shunt 
( IVJS) i s  due t o  t he  development o f  immune complexes and com- 
plement f i x a t i o n  v i a  t he  c l a s s i c a l  pathway. Th i s  process i s  
thought  t o  be s e l f  l i m i t i n g  once t he  i n f e c t i o n  i s  erad icated.  
Two c h i l d r e n ,  one w i t h  SBE and one w i t h  IVJS, developed 
membranoprol i f e r a t i v e  a lomeru loneph r i t i s  (determined by b iopsy )  
accompanied by azotemia, hematur ia,  p r o t e i n u r i a  and hypocom- 
plementemia (C l ,  C4, C2, C3). Serum l e v e l s  of properd in ,  b u t  
n o t  f a c t o r  B, were a l s o  markedly depressed. A f t e r  e l i m i n a t i o n  
of i n f e c t i o n  by a n t i b i o t i c s  (and removal o f  t he  V-J shunt i n  t he  
p a t i e n t  w i t h  hydrocephalus),  C3 l e v e l s  r a p i d l y  r e tu rned  t o  
normal. Serum l e v e l s  of C4 and P, however, remained low f o r  6  
nonths suggest ing cont inued complement involvement.  Hematuria, 
p r o t e i n u r i a ,  reduced GFR and hyper tens ion a l s o  pe rs i s ted .  Both 
p a t i e n t s  were normocomplementemic by 9  months b u t  even a f t e r  2 
years had r e s i d u a l  p r o t e i n u r i a  and hyper tens ion.  These data  
suggest t h a t  complement f i x a t i o n  may occur  f o r  l o n g  per iods i n  
t h e  absence o f  new imnune complex format ion.  Dur inq t h a t  t ime,  
g lomeru lar  i n f l amna t i on  appa ren t l y  cont inues and may e v e n t u a l l y  
r e s u l t  i n  i r r e p a r a b l e  r e n a l  damage. (Supported i n  p a r t  by 
JSPHS g r a n t  #A1 12721 and New York S t a t e  Hea l t h  Research Counci l  
g r a n t  #352.) . 
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I t  i s  g e n e r a l l y  h e l d  t h a t  r e n a l  t ubu le  c e l l  volume i s  regu la-  
t ed  by  a c t i v e  c a t i o n  t r a n s p o r t .  0uaba in .b~  i n h i b i t i n g  ATPase 
b locks  Na and K t r a n s p o r t  w i t h  r e s u l t a n t  c e l l  swe l l i ng .  However, 
t he  degree o f  s w e l l i n g  i s  l ess  than would be expected were ac t -  
i v e  c a t i o n  t r a n s p o r t  comple te ly  i n h i b i t e d .  Using i s o l a t e d  r a b b i t  
p rox imal  s t r a i g h t  tubules(PST)we have shcwn t h a t  t h e  transmem- 
brane h y d r o s t a t i c  pressure developed from the  c o n s t r a i n i n g  e f -  
f e c t  o f  t he  t ubu le  basement membrane(T8M)and the  c o l l o i d  osmot ic  
pressure exe r ted  by ba th  p r o t e i n  l i m i t  t he  f i n a l  degree o f  c e l l  
s w e l l i n g  i n  ouabain(Linshaw e t  a1 ,AJP 233:325,1977). To eva lua te  
these f a c t o r s  i n  human kidney,we i s o l a t e d  a  s i n g l e  PST w i t h  a  
co l l apsed  lumen from the  normal p o r t i o n  o f  a  neph rec tmy  spec i -  
men ob ta ined  from a 9 y e a r  o l d  g i r l  w i t h  u n i l a t e r a l  pye lonephr i -  
t i s  and hyper tens ion.  Both ends were t i g h t l y  cr imped i n  p i p e t s  
and tubu le  v i a b i l i t y  was conf i rmed by observ ing f l u i d  s e c r e t i o n  
when the  t ubu le  was exposed t o  1mM PAH. I n  c o n t r o l  serum (6  gm% 
p r o t e i n ) c e l l  volume as assessed f rom o u t e r  t ubu le  d iameter  i n -  
creased 24% upon a d d i t i o n  o f  10-4M ouabain. Removing ba th  pro-  
t e i n  caused 11% more swe l l i ng .  Removing t h e  TBM w i t h  co l lagenase 
500 u lml  caused f u r t h e r  s w e l l i n g  and d i s r u p t i o n  o f  t he  t ubu le .  
Th is  experiment suggests t h a t  i n  t he  human k idney h y d r o s t a t i c  
and c o l l o i d  osmotic f o r ces  determine a t  l e a s t  i n  p a r t  t he  degree 
o f  c e l l  s w e l l i n g  i n  PST a f t e r  t reatment  w i t h  ouabain. 

een some of t h e  r e p o r t e d  p r e s e n t i n g  m a n i f e s t a t i o n s  i n  SLE i n  i n -  
an t s  and neonates. There has been no r e p o r t  of  r e n a l  expressior 
s  a  p r e s e n t a t i o n  of t h e  d isease i n  such young i n f a n t s .  The 
oungest SLE p a t i e n t  who had l upus  n e p h r i t i s  on postmortem exam- 
n a t i o n  presented w i t h  mucocutaneous l e s i o n s  a t  11 mos. of age 
i t h o u t  any urinary abno rma l i t i es .  Nonspec i f ic  chromosomal 
b e r r a t i o n s  have been r e p o r t e d  i n  2 cases of neona ta l  SLE, b u t  
i t h o u t  any urinary abno rma l i t i es .  

We a re  p r e s e n t i n g  an unusual  case o f  a  young female i n f a n t  whc 
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Fo l l ow ing  r e l e a s e  o f  u n i l a t e r a l  u r e t e r a l  o c c l u s i o n  (UUO), t h e  

adap t i ve  changes which occur i n  the  c o n t r a l a t e r a l  k i dney  have 
been p o o r l y  documented and t h e  mechanisms i n v o l v e d  i n  these 
compensatory changes a r e  unknown. I n  the  present  study, r a t s  
were sub jec ted t o  24 h r s  o f  UUQ and adap t i ve  changes i n  t h e  
c o n t r a l a t e r a l  k i dney  were s tud ied  a f t e r  r e l i e f  o f  UUO. 

Twenty-four h r s  a f t e r  r e l ease  o f  UUO, t he  c o n t r a l a t e r a l  k i d -  
ney had a  massive i nc rease  i n  GFR (1020+63 ~l/min/lOOgmBW) and 
RBF (45522490 ?.~l/rnin/lOOgmBW) compared t o  sham-operated c o n t r o l s  
(GFR 595+18; RBF 2745f275, P<0.001 f o r  both) .  S i m i l a r  b u t  l e s s  
impress ive compensatory changes occur red i n  r a t s  w i t h  u n i l a t e r a l  
nephrectomy o r  u n r e l i e v e d  UUO (GFR 712+39, RBF 3330+227, 
PC0.05). The i n f u s i o n  o f  indomethacin (10 mglkg) comple te ly  
e l im ina ted  t he  adap t i ve  changes i n  r a t s  w i t h  r e l i e v e d  UUO (GFR 
592+63, RBF 2892+245. P<0.001) b u t  had no e f f e c t  on  sham- 
operated c o n t r o l s  (GFR 578f18, RBF 2801f313, P = NS). 

These da ta  i n d i c a t e  t h a t  impress ive adap t i ve  changes i n  GFR 
and RBF occur  i n  t h e  c o n t r a l a t e r a l  k i dney  24 h r s  a f t e r  r e l e a s e  
o f  UUO. The i n h i b i t i o n  o f  these compensatory changes by  infu- 
s i o n  o f  indomethacin suggests t h a t  t he  i nc rease  i n  GFR and RBF 
may be mediated v i a  r e l e a s e  o f  p ros tag land ins  f rom t h e  p r e v i -  
ous l y  obs t ruc ted  k idney.  

HP f o l  lowing successfu l  rena l  t r a n s p l a n t a t i o n  has been a i t r j b  
u ted  t o  e i t h e r  an tac id  therapy o r  p e r s i s t e n t  hyperparathyro id ism 
The data  o f  115 RAR were reviewed t o  assess t he  r e l a t i o n s h i p  be- 
tween serum phosphate l e v e l s  and c i r c u l a t i n g  PTH. No p a t i e n t  
r o u t i n e l y  rece ived an tac id  therapy. HP (serum PO4 -3.3 mg% >I6  
years o f  age; -3.5 mg% 12-16 years; <3.0 mg% 6-12 years; <3.5 mg' 
<6 years) was cornran d u r i n g  the i n i t i a l  2 months p o s t t r a n s p l a n t  
(PT); 46 of  87 RAR (53%) had HP i n  the  f i r s t  PT month, and 43 o f  
87 (51%) i n  t he  2nd month. Between the 2nd and 6 t h  month 10 o f  81 
(11%) had HP. T rans ien t  HP was observed on one o r  more occasions 
i n  45 o f  93 (48%) 6 months t o  7  years  PT. No p a t i e n t  i n  t h i s  
group had p e r s i s t e n t  HP. PTH l e v e l s  f o r  the e a r l y  PT p e r ~ o d  
(<6 w n t h s )  were a v a i l a b l e  on 53 occasions i n  34 RAR (serum 
c r e a t i n i n e  <2.0 mgb), and a re  as f o l l o w s :  

PTH (Normal <90#1 EQ/ml) To ta l  No. No.with low PO4 P 
90-180 I 31 2  1 Ns 1 N  

14 8  
lThe?f:idence o f  HP d i d  n o t  c o r r e l a t e  w i t h  t he  PTH l e v e l .  and , - -  
occu r red  on 4 occasions w i t h  normal l eve l s .  Th i s  d a t a  suggests 
t h a t  f a c t o r s  o the r  than PTH and an tac ids  must be imp l i ca ted  i n  
t he  pathogenesis o f  HP PT. Since HP % months PT was always 
t r a n s i e n t ,  a  d i r e c t  r o l e  f o r  HP i n  PT osteopenia  and growth 
impairment seems u n l i k e l y .  
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