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H i g h l y  E l e v a t e d  C o n t e n t  of  F r e e  M y o - I n o s i t o l  in 

In  t h e  course of an  i nves t i ga t i on  on  t h e  c o n c e n t r a t i o n  
of free myo- inos i to l  in ce rebrosp ina l  fluid (CSF) spec imens  
of more  t h a n  500 p a t i e n t s  a d m i t t e d  to  our  hosp i ta l ,  
su rpr i s ing ly  h i g h  va lues  were f o u n d  in t h e  newborns .  I n  
th i s  commun ica t i on ,  t he  resul t s  of inosi tol  d e t e r m i n a t i o n s  
are r epo r t ed  in CSF  of 60 babies ,  t h e i r  ages r ang i ng  f rom 
n e w b o r n  to  12 months �9  Of these  pa t i en t s ,  11 showed  
CNS disease (convulsions,  hyd rocepha lus ,  epilepsia,  
meningi t i s ) .  The  o the r s  suffered f rom r e s p i r a t o r y  distress,  
congen i t a l  h e a r t  disease, n e w b o r n  jaundice ,  e lec t ro ly te  
imba lance ,  diseases of t he  ga s t r o i n t e s t i na l  and  u r i n a r y  
t r a c t  or f rom some o the r  less f r equen t  condi t ions .  

The  m e t h o d  used for inosi tol  q u a l l t i t a t i o n  was a n  
e n z y m a t i c  p rocedure  descr ibed b y  }VEISSBACH 1. AS 
shown in the  Figure,  the  h ighes t  inosi tol  c o n t e n t  in C S F  
of neona t e s  was 81 mg/100 mI, t he  lowest  18, as c o m p a r e d  
w i t h  a p u b l i s h e d  n o r m a l  range  in t he  a d u l t  of 2 .0-3.4 
mg/100  ml  2. A g r adua l  decrease  in c o n c e n t r a t i o n  to  
n o r m a l  levels was obse rved  a t  t he  age of a p p r o x i m a t e l y  
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Inosi tol  cot i tent  in C S F  of 60 patie~?ts. 

the  C e r e b r o s p i n a l  F l u i d  of  N e o n a t e s  

12 m o n t h s .  No obvious  r e l a t ionsh ip  was a p p a r e n t  be-  
tween  inosi to l  c o n t e n t  a n d  t he  disease s t a t e  of t he  pa t i en t s .  
Moreover ,  t h e r e  seemed to  be  no  d i f ference  b e t w e e n  
p r e m a t u r e  bab ie s  and  those  b o r n  a t  t e rm .  Only  t he  age 
of the  p a t i e n t s  a p p e a r e d  to  cor re la te  w i t h  t he  inosi to l  
c o n c e n t r a t i o n  in CSF. 

The  s igni f icance  of t he  f ind ings  r epo r t ed  here  is no t  
clear�9 PFAFFENBERGER et  al. 3, in t h e i r  s tudies  on  h u m a n  
u r i n a r y  polyols,  f ound  a h i g h  exc re t ion  of inosi to l  in  t h e  
neona tes ,  a m o u n t i n g  to a n  average  of 2.2 m g / m g  crea t i -  
n ine  as c o m p a r e d  to 0.033 m g / m g  c rea t in ine  in t h e  adul t .  
These  a u t h o r s  re la te  t h i s  f ind ing  to t h e  c o n t i n u i n g  
syn thes i s  of cen t r a l  ne rvous  s y s t e m  t i ssue  d u r i n g  t h e  
f i rs t  days  .of life. Since myo- inos i to l  is l a rge ly  b o u n d  to 
phosphol ip ids ,  t he  c o n c e n t r a t i o n  of i ts  free fo rm in C S F  
could ref lect  me tabo l i c  a c t i v i t y  of t he  mono-  a n d  poly-  
p h o s p h a t i d y l  inosi tol  d u r i n g  t he  d e v e l o p m e n t  of t h e  
cen t r a l  ne rvous  sys tem,  in  pa r t i cu l a r  mye l in iza t ion .  I n  
s e rum of some of t he  n e o n a t e s  inves t iga ted ,  t h e  inosi to l  
levels were found  to be on ly  s l ight ly  e leva ted ,  i n d i c a t i n g  
a fas t  r ena l  c learance.  A n  ex tens ive  s u r v e y  of inosi to l  
c o n t e n t  in  h u m a n  b o d y  fluids is in progress  in o rder  to  
shed  more  l igh t  on  t he  s ignif icance of t h e  e l eva t ed  
inosi tol  c o n c e n t r a t i o n  in C S F  d u r i n g  the  f i rs t  yea r  of life. 

Summary. Free  myo- inos i to l  in ce rebrosp ina l  f luid was 
d e t e r m i n e d  in 60 bab ies  aged f rom n e w b o r n  to  12 mon ths .  
I n  t he  neona tes ,  a h igh  inosi tol  c o n c e n t r a t i o n  was found  
(18 81 mg/100 ml). W i t h  increas ing  age, t h e  va lues  
g r adua l l y  decreased.  The  f ind ing  is d iscussed in r e l a t ion  
to the  m a t u r a t i o n  processes in  c en t r a l  ne rvous  t issue.  
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T h e  A c t i v i t y  of  N e w c a s t l e  D i s e a s e  V i r u s - E n v e l o p e  P r o t e i n s  a f t er  T r e a t m e n t  w i t h  D e t e r g e n t s  

I t  is k n o w n  t h a t  t r e a t m e n t  of Newcas t le  disease v i rus  
(NDV) w i t h  l ipid solvents ,  an ionic  or non ion ic  de ter -  
gen ts  d i s rup t s  t he  v i rus  in to  s epa ra t ed  or aggrega ted  
subun i t s .  Since t he  inf luence of va r ious  de t e rgen t s  on 
t he  p ro t e in -phospho l ip id  l inkages  differ 1, we s tud ied  t he  
a c t i v i t y  of t he  m a i n  enve lope  p ro t e ins  a f t e r  d i s rup t ion  
w i t h  l ipid solvents ,  anionic,  a n d  nonion ic  de t e rgen t s  to  
exp la in  t he  i m p o r t a n c e  of p r o t e i n - phos pho l i p i d  l inkages  
for th i s  ac t iv i ty .  

Materials and methods. The  a v i r u l e n t  s t r a in  'Russef f '  of 
NDV,  grown on  p r i m a r y  cu l tu res  of ch ick  e m b r y o  
f ibroblas t s ,  was  used. T he  v i rus  was pa r t i a l l y  pur i f ied  
w i t h  Zn (OH)22 and  2 cycles of d i f fe ren t ia l  cen t r i fuga t ion .  
The  infect ious  t i t e r  of t h e  v i rus  was d e t e r m i n e d  b y  t he  
p l aque  m e t h o d  on monolayer s  of ch ick  e m b r y o  cells and  
was 4 • 10 s pfu/ml .  The  v i rus  was d i s rup ted  in 30 ra in  
w i t h  equa l  vo lumes  of peroxide-f ree  e ther ,  w i t h  a r c ton  a, 
sod ium dodecylsu l fa te  (SDS) a n d  sod ium deoxycho la t e  
(SDC) accord ing  to LAVER 4, and  w i t h  tween  80 and  

e the r  5, t r i t o n  • 1006, and  n o n i d e t  L The  h e m a g g l u t i n a t i o n  
(HA) of t h e  i n t a c t  a n d  d i s r u p t e d  v i rus  was  d e t e r m i n e d  
b y  0.5% suspens ion  of ch ick  e r y t h r o c y t e s  a n d  1% sus- 
pens ion  of guinea-p ig  e ry th rocy te s .  The  a c t i v i t y  of t h e  
v i ra l  n e u r a m i n i d a s e  (N-ase) was  expressed  as t h e  q u a n t i t y  
of free N - a c e t y l n e u r a m i n i c  acid (NANA),  s e p a r a t e d  f rom 
100 ag  N - a c e t y l n e u r a m i n l a c t o s e  b y  0.1 m l  v i rus  d u r i n g  
15 rain  i n c u b a t i o n  a t  37 ~ Free  N A N A  was d e t e r m i n e d  
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Activity of NDV-envelope proteins 

Material Hemagglutination Neuraminidase H 
Chick Guinea-pig ([xg NANA) 

NDV 1280 320 21 42 
NDV + ether 0 0 0 0 
NDV +arcton 640 160 8 42 
NDV + tween + ether 1280 320 25 -- 
NDV + triton • 100 1280 320 23 -- 
NDV + nonidet 1280 320 22 -- 
NDV + 0.125% SDS 640 320 0 -- 
NDV + 0.250% SDS 640 320 0 -- 
NDV + 0.750% SDS 0 0 0 -- 
NDV + 0.750% SDS dial.~ 0 0 0 -- 
NDV + SDC 0 0 0 - 
NDV + SDC dial. ~ 0 0 0 -- 

"The dialysis was performed for 48 h against 0.85% NaCI. 

by  the  m e t h o d  of AMINOFF s. The pe rcen t  of the  hemolys is  
of t he  chick e ry th rocy tes  caused f rom the  virus,  which 
expressed  the  hemoly t ic  ac t iv i ty  (H), was e s t ima ted  
according to  NUMAZAKI et  a12. 

Results: The resul ts  in the  Table  show t h a t  the  act ivi t ies  
of HA, N-ase, and  H were lost  a f ter  the  ex t rac t ion  of 
viral  l ipids w i th  ether.  Arc ton  does no t  comple te ly  
ex t r ac t  the  lipids, and par t ia l  ac t iv i ty  remained.  Disrup-  
t ion  of the  virus wi th  t r i ton,  tween  80, and nonide t  did 
no t  inh ib i t  the  H A  and  N-ase, b u t  SDS and  SDC com- 
ple te ly  des t royed  these  activi t ies.  

Discussion. I t  can be concluded t h a t  the  phospho-  
l ipids-protein  l inkages are ve ry  i m p o r t a n t  for the  bio- 
logical proper t ies  of NDV-enve lope  proteins,  since the  

solubil izat ion of t he  l ipids w i th  tween  80 and t r i t on  does 
no t  inf luence the  phospho l ip id -p ro te in  l inkages 10 b u t  t h e  
same solubil izat ion wi th  SDS and SDC comple te ly  breaks  
these  l inkages,  causing conformat iona l  changes  a,1~,12. 
According to  SCHEID and CHOPPIN 6, H A  and N-ase reside 
on a single po lypep t ide  molecule. I t  can be sugges ted  
t h a t  the  act ive  cen te r  of the  viral  enzyme occupies t he  
p a r t  of t he  molecule which  is bound  to  phosphol ip ids  of 
viral  envelope.  Hydroph i l i c  end of the  molecule is neces-  
sary  for hemagglu t ina t ion ,  which  occurs only when  the  
p ro te in  molecules aggregate  in the  presence of phospho-  
lipids. 

Summary. T r e a t m e n t  of N D V  wi th  anionic de te rgen t s  
or l ipid solvents  des t roys  the  act ivi t ies  of hemagglu t in in  
and  neuraminidase .  Af te r  d i s rupt ion  of the  virus  w i th  
non-ionic  de tergents ,  the  act ivi t ies  of envelope pro te ins  
remain  unchanged .  I t  is suggested t h a t  the  phosphol ip ids  
are ve ry  i m p o r t a n t  for the  biological ac t iv i ty  of NDV-  
envelope proteins .  
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Is  the Basal  Activity of Rat S t o m a c h  Histidine Decarboxylase  Affected by Antrectomy? 

The ac t iv i ty  of h is t id ine  decarboxylase  in the  oxyn t i c  
mucosa  of the  r a t  s tomach  is low in t he  fas ted  s ta te  and 
h igh  following feeding or t r e a t m e n t  wi th  gas t r in  or 
insulin 1, 2. W i t h  the  except ion  of gas t r in  itself, all agents  
or t r e a t m e n t s  t h a t  ac t iva te  the  enzyme  do so by  releasing 
gas t r inL  Af te r  removal  of the  bulk  of endogenous  gast r in  
t h rough  an t r ec tomy ,  feeding and  t r e a t m e n t  w i th  insulin 
or o the r  gast r in-re leas ing agents  failed to ac t iva te  the  
enzyme ~-10. Pen tagas t r in ,  however ,  still raised the  enzyme 
activi ty3,  4. Thus, gas t r in  seems to  be the  physiological  
med ia to r  of t he  enzyme  act ivat ion3,  an. Con t rad ic to ry  
resul ts  are on record as  to  t he  effect  of a n t r e c t o m y  on the  
enzyme  ac t iv i ty  in t he  fas ted rat .  JOHNSON et  al. 11,12 
repor ted  t h a t  basal  enzyme ac t iv i ty  was abolished, while 
I{OSENGREN and SVENSSON 13, SVENSSON 14 a n d  LUNDELL 15 
found  the  ac t iv i ty  to be s ignif icant ly  reduced by  ant rec-  
foray.  By  contras t ,  we have  never  observed  any  effect  of 
a n t r e c t o m y  on the  enzyme ac t iv i ty  in t he  fas ted  s ta te  8-10. 
In  our studies,  all ra t s  were fas ted  for 48 h before t he  
basa l  enzyme  ac t iv i ty  was de te rmined .  Considerably  
shor te r  fas t ing  per iods  have  been  used by  others13-15. So 
far  the  influence of t he  t ime  of fas t ing  on the  enzyme 
ac t iv i ty  has  no t  been  s tud ied  sys temat ica l ly .  The presen t  
s t u d y  was  unde r t aken  to  de te rmine  the  ra te  and  e x t e n t  
of decline of the  enzyme ac t iv i ty  in unope ra t ed  and  an- 
t r e c tomized  ra ts  af ter  w i t h d r a w a l  of food. At  the  same 
t ime,  t he  se rum gas t r in  concen t r a t i on  was measured.  
125 adul t  male  Wis t a r  ra t s  weighing 150-200 g were 

used. 23 ra ts  had  been  an t rec tomized  4-6 weeks before  
the  ac tua l  exper iments ,  as previous ly  descr ibed ~. The 
animals  were  e i ther  fed ad l ib i tum or fas ted for a def ined 
per iod of t ime  (not exceeding  48 h). Dur ing  fast ing,  t he  
ra t s  were k e p t  single in cages w i th  wire mesh  b o t t o m s  in 
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