
LYMPHOCYTE SUBPOPULATIONS I N  LIPOID NEPHROSIS (LN) 
Andrew J. Aronson, Mark S. Sch i f fe r ,  Daniel Lev i t t ,  ' 14g0 (Spon. by Lawrence M. Gartner) University of Chicago 

School of Medicine. La Rabida ch i ld ren ' s  H o s ~ i t a l ,  Chicago - -  - . . 
Previous s tud ies  i n  LN have suggested an immunologic pathogene- 

s i s .  We have character ized B and T c e l l  subpopulations from per% 
pheral blood lymphocytes(PBL) of 10 p a t i e n t s  with LN. B lympho- 
cytes  displaying d i f f e r e n t  isotypes were detected by s t a i n i n g  d t h  
f luorescein(F1) and Rhodamine(Rh) conjugated, a f f in i ty -pur i f i ed  
goat anti-human 11, 6 ,  y, o r  a. T lymphocytes were evaluated uslng 
monoclonal mouse anti-human T c e l l  reagents(OKT3 = t o t a l  T, OKT4= 
inducer T, OKT8 = suppressor/cytotoxic T). Plasma cells(PC) were 
s t a ined  a f t e r  f i x a t i o n  with F1 o r  Rh goat anti-human !J, y ,  o r  a. 

MEAN % PBL 
SURFACE MARKERS CYTOPLASMIC Ig 

u 6 Y a T3 T4 T 8 I u  Y a 
re lapse  2119 12.5 0:6 1.7 50.6 32.4 17.9 3.6 0:2 3.3 
remission 10.2 8.2 1.7 0.8 61.2 37.4 23.7 0 .3  1.3 0.8 
normals 8.5 7.1 1.7 1.2 63.5 42.2 20.7 0.8 0.9 1.1 

Before therapy a l l  p a t i e n t s  had elevated percentages of S I ~ M +  
B lymphocytes and IgM and IgA PC i n  blood. After  treatment per- 
centages of PC and B lymphocytes returned t o  normal. Distribution 
of T c e l l  subpopulations were normal i n  pre- and post-treatment 
populations. 

We conclude t h a t  chi ldren with LN possess elevated numbers of B 
c e l l s  and PC which may ind ica te  spontaneous ac t iva t ion  of the  
humoral immune system. Af te r  treatment normal B and PC numbers 
a r e  seen. Such elevat ions of B c e l l s  a r e  not due t o  an abnormal 
d i s t r i b u t i o n  of T c e l l  subpopulations. 

- .- - THE EFFECT OF TRANSITION FROM CHRONIC Na DEFICIT TO 1481 Na EXCESS IN THE DEVELOPING RAT. Abraham Aviv, Tat- 
suharu Kobayashi, and 0. Robert Levine, New Jersey 

Medical School. D e ~ t .  of Ped ia t r i c s ,  Newark, New Jersey.  
Li t termate male' S-D r a t s  were maintained on e i t h e r  low Na (LS) 

o r  normal Na (NS) intake between ages 3-7 weeks and then switched 
t o  high Na intake between ages 7-9 weeks. The LS group showed 
retarded growth between 3-7 weeks of age, and a massive weight 
gain within a week a f t e r  the  switch t o  the high Na intake.  The 
ECF compartm t, determined by the d i s t  'bution (4  hour phase) 
of injected @Na, and the exchangeable hiNa (Exc. Na) were mea- 
sured before the t r a n s i t i o n  t o  the  high Na d i e t ,  a s  well a s  a t  8 
and 9 weeks of age. The ECF ( t a b l e ;  ml/kg BW; x 5 SEM) a t  age 7 
weeks was reduced i n  t h e  LS group. Both the NS and LS groups 
manifested expansion of  t h e i r  ECF a week a f t e r  the  switch t o  the  
high Na intake.  This compartment was, however, g rea te r  in  the  
LS group. A t  age 9 weeks, desp i te  a continuous high Na intake,  
the  ECF of  the  NS r a t s  returned t o  i t s  o r ig ina l  volume, whereas 
t h a t  of the LS group was s t i l l  increased. Similar changes were 
noted in Exc. Na. These a l t e r a t i o n s  were not shown in adu l t  
r a t s .  I t  i s  concluded t h a t  i n  the  developing r a t  chronic Na de- 
f i c i t  a l  t e r s  the  adaptat ion t o  Na excess in  l a t e r  l i f e .  Since 
the  kidney i s  a major regulator  of the ECF and body Na, t h i s  phe- 
nomenon m v  r e l a t e  t o  modification of the  renal handling of  Na. 

7 weeks 8 weeks 9 weeks 
LS 273.6+(6) 343.9+2.6(8) 323.6-(7) 
NS 305.5 z 4.9 (6)  323.6 z 6 . 1  (8) 304.7 T 4.7 ( 7 )  
PValues <0 .001  (0.02 < 070 1 

FUROSEMI DE (F) ANTAGONISM OF l NDOMETHAC l N (I ) EFFECT 14830~ RENAL FUNCTION, M.V.Betkerur, T.F.Yeh, A.K.Wilks, 
J.Sinqh and R.S.Plldes, Cook County Hosp., Dept. of 

Pediatr . .  Univ. of I l l . .  Chao. I l l .  
To evaluate  i f  (F) w&uld-prevent the adverse renal e f f e c t s  of  

I . V .  ( I ) ,  9 premature in fan t s  with PDA were randomized in to  2 
groups; 4 received 1(0.3mg/kg) alone and 5 ,  1 and F (Img/kg I .V . )  
simultaneously. There were no s tg.  differences between thegroups 
in ~.W.(mean+S.D, 11791.456 vs 1021*282gm), gest.age(31.3+2.2 vs 
29.5+1.9wks)~ postn, a$ (9.052.9 vs 11.620.5d.), c l l n i c ~ l  ca rd i -  
ovascular s t a t u s ,  pH, Ft02, PO and pCD2. C 
Group I Urine Output G?R FeNa H2° 
(hrs) (mI/kg/hr) (ml/mln/I .73m % (ml/min) 
Pre 0-24 2.25+0.42 9.47+2.32 2.17+1.26 0.36+0.23 
Post 0-12 0.77?0.54** 5.85T2*34** 1,24F0,77 0.16T0.16 

12-24 O.7O~O.76** 7.97E4.86 0.5950.44* 0.12~0.08* 
Group I+F 
Pre 0-24 1.65+0.53 6.14~3.52 2.30+1.09 0 .175 .12  
Post 0-12 1.6370.76 7.21+4.43 3.04a .82 0.32+0.30 

12-24 I .10T0.20 6.6052.72 0.64T0.27" 0 . 1 6 ~ 0 . 0 9  
Three in I and 6 In I+F responded with closure of PDA. There 
were no s ig .  differences In renal function between the  groups. 
However, when compared with basel ine,  s tg .  decreases in ur ine 
output ,  GFR and C-Hz0 were seen when I was used alone but not 
when I+F were given stmultaneously. The addl t ion of F did not 
a f f e c t  FeNa. These changes suggest t h a t  F may be useful In pre- 
venting o l i g u r i a  by overr tdlng the  act ton of I .  

*p ~ 0 . 0 5  **p<O.Ol (pal red) 

RENAL FUNCTIONS FOLLOWINGACUTEHYPOV OLEMIC SHOCK I N  

Renal funct ions,  cardiac output (CO) and co l lo id  oncotic pressure 
(C0P)weremeasured during con t ro l  (C) hypovolemic shock (HS) and re -  
covery (R) i n  baboons (2-8 weeks). Heart r a t e ,  mean blood pressure 
(MBP) and t i s s u e  pH (tpH) were monitored continuously. Shock was in-  
duced by bleeding till t h e  MBP dropped from 81 t o  41 mmHg . CO, blood 
gases (ABG) , COP, Hct were measured every 15 ' .  GFR, PAN and osmolar 
clearance,FEna were measured during C,HS,R. GFR, CPAHand COSM 
decreased s i g n i f i c a n t l y  during HS ( ~ < 0 . 5 )  but recovered t o  base l ine  
fol lowingreinfusion.  In  newborns both Fena and Uv decreased by 
85%.Whereas i n  t h e  older  baboons t h e  decrease was 52 and 85% re-  

GFR CPAH COSM FEna% Uv 
ml/min/kg ml/min/kg ml/min/kg mllminlkg mllminlkp, 

C(30') 1.98+0.54 5.71+1.5 0.25i0.08 13.56+11.0 0.27+0.10 

HS(45') 0.52;0.24* 0.95;0.31* 0.03+0. 01 2.27+1.0 0.08+_0.06 

REC(45') 2.07i0.39 6.75*1.27 0.22+0.10 9.76+7.0 0.21+0.10 

spect ively.  CO and MBPdecreasedby 50%, but recovered following 
reinfusion.  These f ind ings  suggest t h a t  : 1) The decrease i n  GFR 
and Uv is  due t o  decrease i n  CO and MBP; 2 )  The decrease i n  FEna i n  
t h e  presence of decreased GFR, PAH, COSM suggests an i n t a c t  tubular  
function; 3 ) A l l t h e  parametersrecovered following infusion. Incon- 
clusion,  the  changes i n  r e n a l  funct ion i n  ea r ly  HS (45') a r e  
t r ans ien t  and revers ib le  following reinfusion.  *(p<.05) 

INTERACTIONS OF HUMAN, CULTURED KIDNEY CELLS WITH THE NEPHROTIB SYNDROME I N  A CHILD WITH HEMOPHILIA AND 
COMPLEMENT (C) SYSTEM. Pa t r i c ia  J.Baker, Byron P. 1485 PERSISTENT HEPATITIS:A PATHOGEN~TIC HYPOTHESIS. 1482 Croker, Stephen G.0sofsky. Duke U n m e d . C t r . ,  Depts. M. B o r ~ a n i  ,G.Mi~liavacca.R.Lon&hi, (spon. by F. S e r e n i )  

of P e d i a t r i c s  Pathology, Durham,N.C. 
Previously we have shown t h a t  C ac t iva t ion  takes place when 

U n i v e r s i t e  d i  Milano,Clinioa P e d i a t r i o a  I* ,Mi lan , I t a ly .  

heat-ki l l  ed, cul tured human kidney c e l l  s a r e  incubated in normal The developement of  immunocomplex-related pathology dur ing  

human serum. C ac t iva t ion  i n i t i a t e d  by 0.5 x 107 c e l l s  / 50 PI t y p e  B v i r a l  h e p a t i t i s  i s  we l l  kncwn.HBsAg p o s i t i v e  s u b j e c t s  
permitted moderate C4, C2, C3 and C5 consumption of hemolytic can be a f f e c t e d  by glomerulonephritis,usually o f  t h e  membranous 
a c t i v i t y  without d t e c t a b l e  l o s s  of C1 and no reduction in C6 ac- 9 type;  HBsAg-antiHBs immunooomplexes (I.C.)have been found i n  
t i v i t y .  A t  2 x 10 c e l l s  / 50 yl serum, some loss  of C1 and C6 
hemolytic activity was noted. C4 and C2 consumption could not be 

t h e s e  pa t i en t s 'k idneys .  Some a u t h o r s  be l i eve  t h a t  o t h e r  1.C. 

prevented by blocking primary C pathway through pr io r  EGTA che- may cause t h i s  pathology (Kleinknecht , l979) .  Our p a t i e n t  is a 
l a t i o n  of serum. 3-years o l d  boy po ly t rans fused  because of  hemophilia A,with 

Both l iv ing  and heat-ki l led kidney c e l l s  were incubated with c h r o n i c  a c t i v e  h e p a t i t i s ,  who developed nephro t ic  syndrome a t  
normal serum and then examined f o r  surface bound C components t h e  same time t h a t  f a c t o r  VIII  i n h i b i t o r  was produced. The pre- 
using immunofluorescence techniques. The heat-kil l ed  kidney sence o f  the  i n h i b i t o r  has  n o t  been previously desc r ibed  a s  a 
c e l l s  were s t rongly pos i t ive  f o r  C3 which was d i s t r ibu ted  i n  a 
d i f fuse ,  speckled pat tern over the  e n t i r e  c e l l  surface . Dead 

cause  f o r  I .C .  r e l a t e d  pathology. I n  view of  our d a t a ,  we can 

c e l l  suspensions a l s o  showed weak IgG and Clq immunofluorescence fo rmula te  t h e  hypothes i s  t h a t  f a c t o r  VI I I - inh ib i to r  I.C. cau- 
but were negative f o r  surface albumin, C5 andJ1H. In con t ras t ,  sed  the  r e n a l  d i s e a s e ,  a t  t h e  moment when t h e  R.B.S. was sa tu -  
l iv ing  c e l l  suspensions t r ea ted  i n  a s imi la r  manner showed only r a t e d  by t h e  HBsAg-antiHBs complexes. It seems adv isab le  t o  
occasional c e l l s  immunofluorescent pos i t ive  f o r  C3, IgG o r  Clq c a r e f u l l y  monitor the  r e n a l  func t ion  i n  hemophilic p a t i e n t s  
and a l l  c e l l s  were negative f o r  albumin, C5 and B1H. Viab i l i ty  
s t a i n s  run concurrently revealed t h a t  the  few C3 pos i t ive  c e l l s  

when they develope i n h i b i t o r ,  i n  p a r t i c u l a r  i f  they a l s o  have 

in l i v i n g  c e l l  suspensions belonged t o  the  small,  nonviable c e l l  p e r s i s t e n t  h e p a t i t i s .  

subpopulation. These data  ind ica te  t h a t  dead kidney c e l l s  can 
i n i t i a t e  1 imited C ac t iva t ion  resu l t ing  in p re fe ren t ia l  C3b 
opsonization of dead, but not 1 iving c e l l  s . 
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