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Induction of cvstathionase in human 
f eta1 liver explants. 

Previous studies have shown that cys 
tathionase activity is virtually absent 
from human fetal liver and develops 
some time after birth. In the present 
study we describe the in vitro effects 
of dibutyryl cyclic AMP~~BCAMP), gluca- 
gon and dexamethasone on the activity 
of cystathionase in human fetal liver. 
Human fetal liver explants (gestational 
age 10 to 20 weeks) incubated in organ 
culture for 1-3 days contained only 
trace amounts of cystathionase activity. 
Incubation of liver explants for 24 
hours with dBcAMP (0.2mM) in the pre- 
sence of theophypne (0.5mM) increased 
the activity of cystathionase to adult 
human levels (104-198 nmoles cysteine/ 
mg protein/h). Incubations in the pre- 
sence of glucagon (150ug/ml) or dexa- 
methasone (20ug/ml) also increased the 
cystathionase activity of the liver 
explants to the similar levels. The in- 
crease in cystathionase activity was 
inhibited by simultaneous incubation 
with cycloheximide orsactinomycin D. 
These experiments show that cysta- 
thionase activity can be induced in 
human liver in vitro. 
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The e f f e c t  of  t hy rox ice  03 r e n z l  phos- 
phorus nand l ins  

Elevated serum-P-levels it-! t hy ro to -  
x i c o s i s  heve been e sc r ibed  t o  incl-es- 
sed r e n a l  P - r ~ a b s o r n t i o n  a s  s r e s u l t  
of  sup7ressed pe ra thy ro id  nc - t iv i ty .  I n  
?cute  e x ~ e r i e m e n t s ,  Be i se i  found 2. de- 
c r ease  of TRP under T 3  iiz PTX dozs. In 
our  experiments t h e  l o ~ g t e r m  e f f e c t  cf 
ex7erimenta.l hypo- ?.nd l ~ p e r t h y r e o i -  
d i s n  on r e n a l  P-handling i n  PTX r a t s  
was measured. ;ijrpotnyroidisn (Tx) : t i ~ y  
roidectomy 3 w. p r i o r  t o  t h e  exper i -  
ment; hyperthyroidism ( , i t )  : d a i l y  i. p. 
i n j .  0,05 T 4  over  5 d ~ . y s .  
i l eeu i t s  : S er-um-Ca: TXPTX j' , i: 2@,01, rLc, 
/I ; euthproid  PTS 3,2320,GL, ; BtPFX 
3,1,3+0,08. Serum-P: i2uPTX 1 11, 4 ~ 0 , 2 7 6  
m@; TXPTX 12,7+0 3 5 mz,;; E-:t?T>< 15,5 

u, 61 7 .  0 signific..nt 4,255 m@b (PS,~, - 
d i f f e r e n c s  of  1,9 i n  any zroup. Corre- 
l a t i o n  between f i l t e r e d  l o e d  and TF2 
showed t h a t ,  - a t  s a y  given GFR x se-  
rum-P, - TRP wes h ighe r  i n  t hy ro tox i -  
c o s i s .  
Conclusion: Hyperphosphatemia was in-  
duced by T 4  even i n  PTX r a t s .  There- 
f o r e  e l eva ted  serum-P-levels i n  thyro-  
t o x i c o s i s  a r e  n o t  due t o  pa ra thy ro id  
suppress ion  b u t  due t o  pa ra thy ro id  sup- 
p r e s s i o n  b u t  due t o  a  r e n a l  e f f e c t  of  
T 4  (increased t u b u l a r  r eabso rp t ion ) .  
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BbRCELOREo- SPAXXo- 

Study on the s i t e  of renal salt  loas i n  3 
patients with Bsrttar*r syndzase. 

A sodim loss ayndraPle has been shown in so- 
me  patients with Bartterls qmdmme. Aaoording 
with Chsiawitt8s experienoe, we tried t o  lo=- 
l ine the s i t e  of renal sa l t  loss  in this syndro 
me. We ham studied 3 ohildrm with Barttar's 
mplrame submitting them t o  an intravenous @5$ 
hypotonio saline infusion, until a total doae 
of 2.000.1/B/1.73 d,  djunting the rythm af 
parfusion t o  eroead urinary f l a  by 5 ml/m/l.73 

begun the perfunion at a rate af 
5 ml/m/l.7 . Tho results obtained i n  a granp " " 

and Ha d e l i m q  m m  found n-1; Clm, 
a d  wen imnah and clmo .I*L ,my 
C l ~ o + C l ~ l O O  ~ o r o  redmed. The third patient 
&orsd an h0-0 af IF&V, and C l a ,  but 
l?a del iveq,  M we11 w Ciao were sieaifioant- 

ino- a l e  ~ 1 ~ ~ d ~ l ~  ~ O O  mni- O"t nod la. !&we results suggest tha the s i t e  ab 
renal asrlt l a 8  in tho two first petimts is 
the ascondent limb of Honle. QI the other had,  
the t h M  patient seeme t o  demonetrote a ddeo-  
ti- proximal tubular lia reabrrorption xfth a 
good o ~ n s e t o r g  neohanier in  the anoendent 
limb ob Eenle. 

c .DELAPORTE* and M.BROYER - I .N. S .E . R . M .  U. 30 
(Professeur P. ROYER) Hspital Necker-Enfants 
Malades, 149 rue de SPvres, Paris, France. 
Modifications in fluid compartments, electroly- 
tes and intracellular proteins of muscle in 
uremic children. 
Water, electrolytes (Na,K,Cl,P) and intracellu- 
lar proteins were determined on muscle sampled 
by needle biopsies in 50 chronic uremic chil- 
dren. Their creatinine clearance was below 
30 ml/mn/1.73 m2 and seven patients were alrea- 
dy in chronic haemodialysis. Total water was 
increased in all cases. The increase was due to 
an excess of ECW and ICW in moderate chronic 
renal failure, while at the terminal stage,only 
ECW was augmented. BP were positively correla- 
ted with ECW. Muscle sodium (Nam) content in- 
creased with the renal failure. ECW and Nam we- 
re in direct relation, however the Nam was in- 
creased less than the expansion of ECW. Muscle 
chloride, normal in many cases, was very high 
(>2 C1-) in 9 terminal cases.Intracellular K+ 
was increased in half of the patients especial- 
ly dialysed and terminal uremic patients. Total 
phosphorus was slightly increased only in ter- 
minal renal failure. These modifications in 
muscle electrolytes cannot be assumed by their 
plasma values. Total intracellular proteins we- 
re below the normal range in more than half the 
cases. These results suggest that there is a 
correlation between alteration of renal func- 
tions and changes in muscle milieu. However 
these disturbances appear obvious only when 
renal function is really reduced (cl. creat. 
< 5 ml/mn/1.73 m2). 
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