
DOUBLE-MARKED LYMPHOCYTES IN MINIMAL CHANGE NEPHROTIC 
SYNDROME (MCNS) J . G .  Bhat,  H.O. Kerpen, R.G. Schacht  

I n d i r e c t  ev idence  suppo r t s  a r o l e  f o r  c e l l  mediated immunity 8 
he  pa thogenes i s  of MCNS. I n  t h e  p r e s e n t  s t udy ,  t h e  morphology 
nd s u r f a c e  r e c e p t o r  c h a r a c t e r i s t i c s  of lymphocytes from 16 pa- 
i e n t s  w i t h  MCNS and 14 c o n t r o l s  were examined. 

MCNS CONTROLS P 
Mean (SEM) Mean (SEM) 

lymphocytes 35.8 (3.3) 48.6 (5.5) <O. 02 
T c e l l s  71.3 (2.0) 67.5 (2.2) NS 
Bsig  21.5 (2.2) 16 .2  (1.0) NS 
Beac 33.4 (2.5) 14.8 (1.3) <O. 0001 
MCNS was c h a r a c t e r i z e d  by a r e l a t i v e  lymphocytopenia,  a normal 

c e l l  count ,  and a d i s co rdance  between B c e l l s  enumerated by the 
r e sence  o f  s u r f a c e  immunoglobulins (Bsig) and by C3B r e c e p t o r s  
Beac).  By e i t h e r  technique  of B c e l l  count ,  t h e  t o t a l  number ol 

and B lymphocytes i n  MCNS exceeded t h a t  of c o n t r o l s ,  sugges t in1  
h e  p r e sence  o f  "double+arked" c e l l s  o r  decreased  n u l l  c e l l  pop- 
l a t i o n .  Th i s  a l t e r a t i o n  i n  s u r f a c e  r e c e p t o r  c h a r a c t e r i s t i c s  o f  
ymphocytes which was observed bo th  i n  r e l a p s e  and i n  remiss ion .  
ocuments an  abnormal i ty ,  i n  MCNS, p o s s i b l y  of c e l l  media ted  
mmunity, which may be  r e l a v e n t  t o  i t s  pa thogenes i s  . 

LACK OF A ROLE FOR RENAL RENIN (RCRC) I N  DETERMINING 
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C h u r c h i l l  6 Lar ry  Fleischmann. (Spon. by ~ a n f o r d o G 5 3 e p t .  c 
Fed. 6 Phys io l . ,  Wayne S t a t e  U. S Chi ld r en ' s  Hosp. of Mich.,  Det 

We have i n v e s t i g a t e d  t h e  r o l e  of changes i n  RCRC ( independent  
of Na i n t a k e )  i n  de termining s u s c e p t i b i l i t y  t o  ARF. RCRC was a l -  
t e r e d  i n  e i t h e r  d i r e c t i o n  from c o n t r o l  (Grp A - normal Na i n t a k e  
i n  S.D. r a t s  by 1% NaCl d r i nk ing  + S.Q. WCA f o r  4 wks (Grp B) o 
by a low Na d i e t  f o r  6 wks (Grp C).  For t h e  nex t  5 days t h e  an i -  
mals were cont inued on t h e  p r ev ious  Na i n t a k e  (Grp B1 S ~ 1 )  ,nor- 
mal Na i n t a k e  (Grp B2 h C2),  o r  1% NaCl (Grp C3). On t h e  5 t h  day 
t h e  24 hour  u r i n a r y  Na, C1 and Osm excretion's were de termined a n  
random members from each group were s a c r i f i c e d  f o r  RCRC determi-  
n a t i o n .  ARF was induced i n  t h e  r e s t  by i n j e c t i o n  of 1 0  mglkg o f  
50% g l y c e r o l .  T a i l  ve in  BUN'S were done; r e s u l t s  a r e  shown (mean 
+ SEM). The number of  animals  i n  p a r e n t h e s i s .  
r .  UNaV mEql24 hr1100 BUN @ 48 h r  mg% RCRC Ng Angio 1 / h  

gm (Pre-Glycerol )  (Pos t -Glycerol )  mg wet wt .  
A (19) .29 + .04 95 + 17  (13) 457 + 39 (6 )  
Bl (25) 5.46 5 .32* 43 + 8 (14)" 132 + 31 (11)* 
Cl  (19 .006 + .001* 150 21 (11)* 1480 + 82 (8)*  
B2 (24) .64 + .04* 78 + 12 (13) 144 + 40 (11)* 
C2 (21) .42 2 .04* 67 + 15 (14)* 1702 2 88 (7)*  
C3 (21) 3.37 + .35 27 + 2 (15) 1238 2 115 (6)*  
* S i g n i f i c a n t l y  d i f f e r e n t  from Con t ro l  Grp A) p = < .05) 
Th i s  s t udy  c l e a r l y  exc ludes  a r o l e  f o r  RCRC i n  t h e  pa thogenes i s c  
ARF s i n c e  changes i n  Na i n t a k e , n o t  RCRC,determine s u s c e p t i b i l i t y  

LOMERULAR FILTRATION RATE(GFR)IN CHILDREN WITH 
ESICO-URETHRAL(V-U) REFLUX: ~ r 5 l  EDTA CLEARANCE(C) 
ERSUS INULIN AND ENDOGENOUS CREATININE CLEARANCE 

(ECC).Y.Blachar,E.H.Eliahou,A.Iana and H.Boichis.(Spon.by B.S. 
Kap1an)Kaplan Hosp.,Dept.of Pedia t r ics ,Rehovoth ,and Sheba Medi- 
c a l  Center,Dept.of Nephrology and P e d i a t r i c  Nephrology Uni t ,Tel -  
Hashomer, I s r a e l .  

Determinat ion  of GFR by ECC,although widely  u s e d , c o r r e l a t e s  
poor ly  w i t h  t r u e  GFR.V-U r e f l u x  occu r s  commonly i n  c h i l d r e n  w i t h  
r e c u r r e n t  u r i n a r y  t r a c t  i n f e c t i o n s  and may impair  a c c u r a t e  u r i n e  
c o l l e c t i o n  because  of r e s i d u a l  volume.GFR de t e rmina t i on  by s i n g l e  
i n j e c t i o n  of ~ r 5 1  EDTA e l i m i n a t e s  u r i n e  c o l l e c t i o n s  and i s  s imple  
and r e l i a b l e .  

We s t u d i e d  GFR by 3 methods: 1)ECC wi th  24 and 2 h r  c o l -  
l e c t i o n s ;  2) i n u l i n  C; 3)  c r 5 1  EDTA C c a l c u l a t e d  from 8 o r  12  blood 
samples.The fo l l owing  c o r r e l a t i o n s  were found(r ) :  

Ref l u x  Contro l  
ECC 24 h r  v s .  i n u l i n  C -0.04 0.34 
ECC 24 h r  v s .  ~ r 5 l  EDTA C 0.03 0.10 
ECC 2 h r  v s .  i n u l i n  C 0.53 0.54 
ECC 2 h r  v s .  ~ r 5 1  EDTA C 0.57 0.59 
i n u l i n  C v s .  ~ r 5 1  EDTA C 0.93 0.94 
Cr51 EDTA 8 samples v s .  2 samples 0.97 

We conclude  t h a t :  1)ECC is a poor index of GFR i n  both  s i t u -  
a t i o n s ;  2 ) ~ r 5 1  EDTA C is  a s imp le  and r e l i a b l e  method f o r  GFR 
de t e rmina t i on ;  3 )2  blood samples(60 6 90 min p o s t - i n j e c t i o n ) a r e  
s u f f i c i e n t  f o r  a good e s t i m a t i o n  of GFR. 

PSEUDOHYPOALDOSTERONISM(pseudoHA):SIMILAR TO BART- 
TER'S SYNDROME?Y.Blachar,B.Griffel,S.Levin and B.S. 
Kaplan.Kaplan Hosp.,Dept.of Ped i a t r i c s ,Rehovo th ,  
Montreal Ch i l d r en ' s  Hosp. ,Dept .of Nephrology ,Montreal 

Canada. 
Ca rd ina l  f e a t u r e s  of pseudoHA i n c l u d e  growth f a i l u r e , hype rka -  

lemia ,metabol ic  a c i d o s i s , s a l t  was t i ng  and e l e v a t e d  p e r i p h e r a l  
r e n i n  ac t iv i ty(PRA) and plasma a l d o s t e r o n e  c o n c e n t r a t i o n s .  

Three p a t i e n t s  were studied.Two were sibs:R.G.,7 mo girl.PRA 
242.58 ng a n g i o t e n s i n  I /ml /hr (normal  0 .96-1 .67) ,a ldos terone  s ec -  
r e t i o n  r a t e  10680 ng/24 hr(norma1<300)and plasma a l d o s t e r o n e  
> 8 0  ng/dl (normal  5.16-10.2);the b r o t h e r ' s  co rd  blood PRA 18.7 
and plasma a l d o s t e r o n e  96 .Pa t i en t  J.H.,44 mo,PRA 28.plasma a l d -  
o s t e r o n e  360.h-eatment w i t h  m i n e r a l o c o r t i c o i d s  f a i l e d  t o  normal- 
i z e  serum e l e c t r o l y t e s  i n  R.G.andJ.H. b u t  t h i s  was achieved 
w i th  l a r g e  q u a n t i t i e s  of o r a l  NaC1.Features of pseudoHA were pre  
ven t ed  i n  t h e  s i b  w i t h  NaCl supplement.  

L igh t  microscopy of r e n a l  biopsy(R.G.):many immature glomer- 
u l i , h y p e r p l a s i a  and hyper t rophy of t h e  JGA,a r t e r i o l a r  w a l l  t h i ck .  
en ing,and,on electronmicroscopy,fusion of podocyte  f o o t  pro- 
c e s se s , hype rg ranu l a r i t y  of JGA c e l l s .  

S i m i l a r i t i e s  between pseudoHA and B a r t t e r ' s  syndrome i n c l u d e  
growth failure,hyponatremia,salt was t i ng , e l eva t ed  PRA and a ldos -  
terone,JGA hype rp l a s i a  and r e sponse  t o  indomethacin.Major d i f -  
f e r e n c e s  a r e  hype rka l en i a , a c idos i s  i n  pseudoHA i n  c o n t r a s t  t o  
hypoka l emia , a lka lo s i s  i n  B a r t t e r ' s  syndrome. 

This  appea r s  t o  b e  t h e  f i r s t  d e s c r i p t i o n  of changes  i n  t h e  
kidney i n  pseudoHA. 

I N  vlmo IMMUNOGLOBULIN SYNTHESIS I N  IDIOPATHI( 1054 NEPHROTIC SYNDROME (INS). Ben H. b u h a r d ,  Randall 
M. Goldblum and Robert J. Cunningham. I J n i v e n i t T  

Texas ~ e d i c a l  Branch, Department of Pediatrics, Galveston, Texas 77550 
On the basis of serum immunoglobulin levels i t  has been suggested 

(NEJM, 293:8, 1975) that INS Is caused by an  immunologic defec t  similar 
dysgammaglobulinemia with elevated IgM (DYS-M). We therefore 

ompared the in vitro immunoglobulin production o f  pokeweed mitogen 
timulated blood lymphocytes from 7 pat ienk with INS (biopsy o r  a 
ompatible clinical course) and 2 with DYS-M. All patients with INS wer 
n relapse but had not token immunosuppressonk for the previous 6 months. 
erum IgG was low in 6 / 7  patients with INS, but IgA was normal in a l l  anc 

IgM elevated in only one .  Patients with DYS-M had low serum IgG, 
b e n t  IgA but normal o r  high IgM. The in vitro immunoglobulin synthesis 
esulk were (I i S.D.): i 

Group 19G IsM M 
Normal Adults 2639 i 1766 3336 i 1472 617 i 494 I INS 3587 i 1389 6374 + to41 657 i 222 

DYS-M 42 i 34 100 i 53 6 i 9  
Patients with DYS-M but not INS produced significantly @< .05) l e a  
immunoglobulins of each  class than did nonnals. N o  suppressor cel Is were 
demonstmted. These resulk indicate that patients with INS do  not have 
the s a n e  immunologic defec t  a s  pa t ienk with DYS-M. The role of soluble 

inhibitors of synthesis o r  increased catabolism in the reduction of serum 
l a G  levels remains unknown. 

i 

1055 WHOLE BODY PROTEIN TURNOVER I N  CHRONICALLY HEMODI- 
ALVZED CHILDREN. Susan B. Conley, G i l b e r t  M. Rose, 
and Dennis M. B i e r .  Washington U n i v e r s i t y  School  of 

Medicine,  S t .  Louis  Ch i l d r en ' s  H o s p i t a l ,  Depts .  of P e d i a t r i c s  
and Medicine,  S t .  Louis .  
Growth f a i l u r e  remains a concern i n  c h i l d r e n  on ch ron i c  hemo- 
d i a l y s i s .  Inadequate  i n t a k e  of p r o t e i n  and c a l o r i e s  is  one 
cause.  However l i t t l e  is  known about  t h e  dynamic a s p e c t s  of 
p r o t e i n  metabolism i n  t h e s e  c h i l d r e n .  We i n v e s t i g a t e d  t h i s  by 
measuring whole body p r o t e i n  t u rnove r  from lysine-15N en r i ch -  
ment du r ing  14  h r  i n f u s i o n s  of 1 5 ~  l a b e l l e d  l y s i n e ,  u s ing  newly 
developed g a s  ch rwa tog raphy -mass  spect rometry  micromethods.  
The p a t i e n t s  had been on d i a l y s i s  f o r  11.7 f 10.7 months. A l l  
were below t h e  1 0 t h  p e r c e n t i l e  f o r  h t  and wt .  P r i o r  t o  d i a l y s i s  
when'BUN averaged 64.3  f 38.8 mgldl  and serum c r e a t i n i n e  9.7 2 
5.4  mgldl ,  t h e  mean p r o t e i n  t u rnove r  r a t e  was 2.36 f .34 gm pro- 
t e i n l k g  body w t lday ,  a va lue  s i g n i f i c a n t l y  below t h e  normal of 
3.8.  P r o t e i n  t u rnove r  was reduced even i n  c h i l d r e n  i n g e s t i n g  2 
gm p r o t e i n l k g  body wt lday.  To determine  whether dec r ea s ing  t h e  
deg ree  of azotemia  would improve p r o t e i n  t u rnove r  r a t e s ,  s t u d i e s  
were r epea t ed  a f t e r  d i a l y s i s  (average  BUN 23.0 f 15.7 ,  serum 
c r e a t i n i n e  4.2 ? 2.6 mg ld l ) .  P r o t e i n  t u rnove r  remained i d e n t i c a l  
2.36 t .33  gm p r o t e i n l k g  body wt lday.  Th i s  s t u d y  i l l u s t r a t e s  
t h a t  even w i t h  adequate  d i e t a r y  p r o t e i n  i n t a k e ,  c h i l d r e n  on he- 
mod ia ly s i s  have decreased  p r o t e i n  t u rnove r .  Th i s  is  n o t  improved 
by d i a l y s i s .  I d e n t i f i c a t i o n  of t h e  mechanisms r e s p o n s i b l e  f o r  
t h i s  dec r ea se  should  h e l p  t h e  development of methods t o  i n c r e a s e  
growth r a t e s  i n  uremic  c h i l d r e n .  
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