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Transient  hypoparathyroidism has been proposed a s  

an explanat ion of neonatal  hypocalcaemia. We have s tu -  
died t h i s  p o s s i b i l i t y  by examining t h e  u r i n a r y  excre- 
t i o n  o f  3',5'-adenosine monophosphate /CAMP/, which 
is  increased  by para thyro id  hormone. Urinary CAMP was 
measured on t h e  f i r s t ,  second and t h i r d  days of  l i f e  
i n  premature i n f a n t s  with one o r  more serum calcium 
values i n  t h e  range of 6,9 t o  e,3 mg p e r  loo  m l .  The 
values were compared wi th  those  obtained i n  normal 
newborn in fan ts .  Comparing cAMF' e x c r e t i o n  on Day 1 
and Day 3 t h e  normal newborn i n f a n t s  exh ib i ted  an in- 
c rease  from 3,84 + o,80 /S.E., n=12/ nmoles p e r  mg cre-  
a t i n i n e  t o  6,50 +-1,06 /n=4/. I n  t h e  p a t i e n t s  with 
low serum c a l c i 6  t h e r e  was a more pronounced increa-  
s e ,  from 4,41 2 1,06 /n=7/ nmoles p e r  mg c r e a t i n i n e  
on Day 1 t o  10,40 f 1 ,72  /n=5/ on Day 3 .  The sharp ri- 

s e  of  CAMP excretion m t h e  hypocalcaemic p a t i e n t s  
p o i n t s  t o  a compensatory hyperparathyroidism r a t h e r  

than  hypoparathyroidism. 
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Three genera t ions  of r a t s  were r a i s e d  with a low 
copper d i e t .  Copper def ic iency  was assoc ia ted  with 
s i g n i f i c a n t  reduc t ions  i n  t h e  y i e l d  of  myelin, but 
b r a i n  weight was l e s s  a f fec ted .  The chemical composi- 
t i o n  of  myelin was not d i f f e r e n t  from c o n t r o l s  i n  t h e  
content  of i t s  p r o t e i n s ,  l i p i d s  o r  ganglioside.  
The main d i f f e r e n c e  was a s h i f t  o f  t 9 e major myelin 
g lycopro te in  toward h igher  apparent molecular weight 
i n  t h e  copper d e f i c i e n t  animals. P o s t n a t a l  copper re-  
placement f a i l e d  t o  reverse  t h e  def ic iency  of b r a i n  
and body growth o r  t h e  neuro log ica l  symptoms. Copper 
replacement i n  a copperdef ic ien t  mother's d i e t  p r i o r  
t o  concept ion c o r r e c t e d  a l l  abnormal i t i es  i n  a subse- 
quent l i t t e r  when compared t o  h e r  previous l i t t e r s .  
The r e s u l t s  suggest t h a t  copper i s  e s s e n t i a l  f o r  mye- 
l i n  formation and genera l  growth during c r i t i c a l  p e r i -  
ods i n  development. 
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105 prematures, divided i n t o  3 g e s t a t i o n a l  age gro- 
ups, rece ived  e i t h e r  human breas t  milk /BM/ o r  one of  
f o u r  i s o c a l o r i c  formulas which provided t h e  fol lowing 
p r o t e i n  i n t a k e s  /g/kg/day/: F112.2; F~n4 .4  /casein:  
whey prot=40:60/ F ?=2.2; F4=4.4 /casein: whey pro t=  
82:18/ BUI? was e l e  a t e d  i n  i n f a n t s  on t h e  high prote-  
i n  d i e t s .  To ta l  plasma p r o t e i n s  and A / G  r a t i o  r e f l e c -  
t e d  t h e  amount of  p r o t e i n  i n  t h e  d i e t .  The e s s e n t i a l  
amino a c i d s  i n  plasma and u r i n e ;  phe, met, thr, l e u ,  
i l e u ,  va l ,  and i n  a d d i t i o n  t y r ,  c o r r e l a t e d  wi th  both 
q u a n t i t y  and q u a l i t y  o f  inges ted  protein.  Plasma phe 
and t y r  were lo-loo t imes h igher  i n  m a l l  i n f a n t s  on 
F4 when compared t o  i n f a n t s  on BM o r  F1. Urinary cys- 
t a t h i o n i n e  was e leva ted  i n  i n f a n t s  f e d  d i e t  Fq. There 
were no s i g n i f i c a n t  d i f f e r e n c e s  i n  o t h e r  plasma and 
u r i n e  amino acids.  Physical  growth was s i m i l a r  both 
i n  formula-fed and i n  BM-fed infants.The plasma amino 
a c i d  imbalance produced by high p r o t e i d h i g h  c a s e i n  
d i e t s ,  without acce le ra ted  growth, makes t h e  use of 
t h e s e  d i e t s  i n  pre-term i n f a n t  feed ing  questionable. 
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Angiotensin I1 was blocked by i t s  i n h i b i t o r  Sar l -  
Alab- Angiotensin I1 /Eaton Lab. Itorwick I4Y/ i n  2 Bra- 
t t e r ' s  syndromes: case I without and case I1 wi th  t h e  
s a l t  loos ing  form.Infusion or' t h e  i n h i b i t o r  was perf- 
ormed during 6h a t  progressive r a t e  /1 t o  looug/kg/ 
r n /  i n  case  I and during 411 a t  constant  r a t e  /loo/ug/ 
kg/mn/ i n  case  11. Blood pressure  /BP/, plasma r e n i n  
a c t i v i t y  /PRA/, Aldosterone /A/, ACTH, C o r t i s o l  /F/, 
Ita and K l e v e l s ,  u r i n a r y  Na and K excre t ion  /as  r e l a -  
t e d  t o  c r e a t i n i n e  clearence /were s tud ied  hourly. I n  
both cases  PRA increased  sharply but changes were d i f -  
f e r e n t  f o r  t h e  o t h e r  parameters. I n  case I,BP,ACTH 
and F remained s t a b l e ;  A decreased;  i n  u r i n e  Na incre -  
ased while K decreased with opposi te  changes i n  p las -  
ma.In case I1 t h e r e  was a t r a n s i e n t  decrease i n  BP; 
ACTH, F and A r a i s e d  sharp ly  during t h e  lrst h f o l l o -  
wed by a progressive decrease;  no change occured i n  
Wa and K excre t ion ;  plasma ITa and IL showed a s m a l l  de- 
crease.Conclusion:I11 case I blockade o f  Angiotensin 
induced a basa l  hyperreninemia and nypel.aldosteronem- 
i a  was an e f f i c i e n t  compensatory mechanism f o r  a p r i -  
mary u r i n a r y  TTa 1eakage .h  case 11 t h i s  compensatory 
mechanism was i n e f f i c i e n t .  
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Intracutaneous t e s t  with "pur i f i ed  p r o t e i n  d e r i v a t e "  
/PPD/ of  t h e  t b c  b a c i l l u s  a r e  genera l ly  a s  s a t i s f y i n g  
f o r  most c l i n i c a l  purposes.In many occasions, however, 
more accura te  methods, a r e  needed. This  i s  e s p e c i a l l y  
obvious i n  c l i n i c a l  research.We have made a comparati- 
ve s tudv u s i m  t h r e e  d i f f e r e n t  methods i n  measurinn 
t u b e r c u l i n  h G e r s e n s i t i v i t ~ :  l'.The c l a s s i c  hlantoux- 
t e s t  with P P ~ :  2.Mantoux tkst+thermonraphic measurem- 
e n t  of  t h e  s k i n  r e a c t i o n ,  3.In v i t r o - t e e t  i n  lymphocy- 
t e  c u l t u r e s  u s i w  PPD a6 immunogen.The number of PPD 
s e n s i t i v e  c e l l s  was compared with t h a t  of  PHA r e a c t i v e  
c e l l s  / t o t a l  number of T lymphocytes./Following concl- 
us ions  was drawn from t h e  r e s u l t s :  1.The two first men- 
t ioned  methods a r e  semiquanti ta t ive.  2.The thelmograph 
i s  a ueefu l  t o o l  i n  t h e  c l i n i c a l  c h a r a c t e r i z a t i o n  of 
t h e  cel lmediated immune r e a c t i o n  i n  t h e  skin.3.The i n  
v i t r o  t e s t  i s  by far t h e  most accura te  method i n  mea- 
s u r i n g  ubercu l in  sensi t ivi ty .We amphasize, t h a t  t h e  
i n  v i t r :  t e s t  should be c a r r i e d  i n  a l l  occasions z n  
t h e  p a t i e n t  i s  expecked t o  show a weak r e a c t i o n  t o  tu-  
b e r c u l i n  o r  when q u a n t i t a t i v e  d a t a  a r e  needed f o r  c l i -  
n i c a l  o r  s c i e n t i f i c  purposes. 
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Five c h i l d r e n  with grow-kh f a i l u r e  undergoing rout-  
i n e  i n v e s t i g a t i o n  by t h e  a r g i n i n e  loading t e s t ,  a nor- 
m a l  a d u l t ,  a p e t i e n t  with c y s t i n u r i a  /Type I I / I I / and  
a heterozvaote of cvs t inur ia /%e I I / se rved  a s  suble- 
c t s . ~ e r i a i - b l o o d  s$nples a n d  qu'antitative timed u r i n e  
c o l l e c t i o n s  were obtained before and a f t e r  i.v. infu-  
s i o n  of o.5mg/kg body weight L-arginine i n  buffered 
saline.Plasma and u r i n a l y  amino a c i d s  were measured 
by automated column chromatography.The c lea rences  of 
anino a c i d s  and, on t h e  b a s i s  of  c r e a t i n i n e  clearanc-  
es ,  t h e  f i l t e r e d  loads  and percentage reabsorp t ions  
were calculated.Arginine i n f u s i o n  l e d  t o  v a s t  increa-  
s e s  i n  t h e  f i l t e r e d  load of a rg in ine ,  minor increase  
i n  t h e  f i l t e r e d  load  of o r n i t h i n e ,  minimal i n c r e a s e s  
i n  t h a t  of  l y s i n e ,  but t h e  f i l t e r e d  load  of c y s t i n e  
was not changed.Following t h e  a rg in ine  i n f u s i o n  t h e  
t u b u l a r  reabsorp t ion  of c y s t i n e ,  l y s i n e ,  o r n i t h i n e  and 
a rg in ine  was markedly reduced.In t h e  p a t i e n t  with cys- 
t i n u r i a  marked t u b u l a r  s e c r e t i o n  of c y s t i n e  was obser- 
ved.Me conclude t h a t  under phys io log ica l  and c e r t a i n  
pa tho log ica l  condi t ions  c y s t i n e  t ranspor t  is  competi- 
t i v e l y  i n h i b i t e d  i n  vivo by t h e  d i b a s i c  aniino a c i d  
arginine.  
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