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t h e  o b s e r v e d  t i ssue  d i s t r i b u t i o n  of 14C e v e n  d u r i n g  t he  
f i rs t  10 ra in  a f t e r  i n j ec t i on  of t he  chy le  l i popro te ins  c a n n o t  
be  assessed f rom our  d e t a i l  

1'C Distribution in atloxan diabetic rats 

I0 rain 2 h 

Insulin Insulin Insulin Insulin 
maintained deficient maintained deficient 

% 14C removed from plasma found in abdominal fat and skeletal 
muscle: 
Fat 
13.5 4- 1.8 5.3 :[: 0.6 14.3 4- 1.2 3.5 -b 0.4 

Muscle 
9.6 + 1.7 19.1 :t: 2.3 7.7 4- 0.4 20.8 =E 2.0 

% of injected 14C in expired CO~: 
0.1 4- 0 0.3 J: 0 2.6 4- 0.5 19.3 4- 1.2 

Values are means :t: S.E, 

.Rdsumd. Chez des r a t s  d iab4 t iques ,  l ' a r r &  du  t r a i t e -  
m e n t  i n su l in ique  es t  su iv i  (a) d ' u n e  a u g m e n t a t i o n  de  la 
p r o p o r t i o n  des  ac ides  gras  t r ig lyc6r iques  du  chyle  m a r q u 4 s  
du  x4C pre lev6e  d e n s  le sang  p a r  les musc les  du  sque l e t t e  
apr~s  i n j e c t i o n  des  t r ig lyc6r iques ,  (b) d ' u n e  d i m i n u t i o n  
de la  p r o p o r t i o n  pre lev6e  p a r  les d e p o t s  gras  a b d o m i n a u x ,  
e t  (c) d ' u n e  a u g m e n t a t i o n  de  leur  o x y d a t i o n  en  CO, 
expi r& 
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T h e  E f f e c t  o f  C h l o r p r o m a z l n e  o n  t h e  A d r e n a l  
G l a n d  i n  R a t s  w i t h  B r a i n  S t e m  L e s i o n s  

I t  is well  k n o w n  t h a t  t h e  cen t r a l  n e r v o u s  s y s t e m  play-s 
a n  i m p o r t a n t  role  in  t h e  con t r o l  of p i t u i t a r y  A C T H  
secre t ion .  Severa l  d a t a  h a v e  been  p u b l i s h e d  i n d i c a t i n g  
t h a t  t h i s  con t ro l  is exercised t h r o u g h  t h e  h y p o t h a I a m u s  1 
a n d  t h a t  t h e  mesencepha l i c  r e t i c u l a r  f o r m a t i o n  (MRF)  
p l ays  also a role in  t h i s  m e c h a n i s m  ~& 

Since i t  h a s  also been  he ld  t h a t  c h l o r p r o m a z i n e  (CPZ) 
h a s  a n  i n h i b i t i n g  a c t i o n  on  t h e  M R F  4,5 we h a v e  t r i ed  in  
t h e  p r e s e n t  work  to  e s t ab l i sh  t h e  a c t i o n  of les ions  in  t h e  
M R F  a n d  s i m u l t a n e o u s  a d m i n i s t r a t i o n  of CPZ, on  t h e  
p i t u i t a r y - a d r e n a l  axis,  u s ing  t h e  ascorb ic  acid d e p l e t i o n  
of t he  a d r e n a l s  as  a f u n c t i o n a l  tes t% 

F o u r  g roups  of w h i t e  ma le  r a t s  we igh ing  b e t w e e n  180 
a n d  220 g were  used  (Table) .  T h e  f i r s t  g roup  i nc luded  
abso lu t e  con t ro l s  a n d  was in jec ted  w i t h  sa l ine  s.c. d u r i n g  
15 days .  Those  of t h e  second g roup  rece ived  C PZ  s.c. in 
da i ly  doses of 5 mg]kg  d u r i n g  15 days:  O n  those  of t h e  
t h i r d  a n d  f o u r t h  groups,  e lec t ro ly t ic  lesions were  per-  
fo rmed  b i l a t e r a l l y  in  t h e  M R F  w i t h  a s t e r eo tax ic  appa -  
r a t u s  2 u n d e r  p e n t o b a r b i t a l  a n a e s t h e s i a  a n d  us ing  a n  in- 
t e n s i t y  of 3 m A  for I0 sec. Af te r  these  localized lesions no  
changes  in t h e  b e h a v i o u r  a n d  s leep-wakefu lness  cycles of 
t h e  an ima l s  were de tec ted .  Two weeks a f t e r  th i s  o p e r a t i o n  
t h e  a n i m a l s  of t h e  t h i r d  g roup  s t a r t e d  rece iv ing  da i ly  
in jec t ions  of saline,  whi le  those  of t he  f o u r t h  g roup  
rece ived  da i ly  in jec t ions  of CPZ 5 m g / k g  d u r i n g  t he  same  
period.  

All an ima l s  rece iv ing  CPZ,  in  wh ich  ind i f fe rence  to  t h e  
e n v i r o n m e n t  a n d  to  t he  obse rve r  was  a p p a r e n t ,  were  fed 
t h r o u g h  a gas t r ic  c a t h e t e r  to  avo id  t h e  side effects  a n d  
unspeci f ic  s t ress  of s t a r v a t i o n .  

24 h a f t e r  t h e  l a s t  i n j ec t ion  all  t h e  a n i m a l s  were  ki l led 
b y  b leed ing  u n d e r  p e n t o b a r b i t a l  anaes thes i a ,  a n d  t h e  
a d r e n a l  g l ands  r e m o v e d  a n d  we ighed  in  a to r s ion  ba lance .  
Af t e r  this ,  t h e  r i g h t  g l ands  were  f ixed in  Io rmMin-ca lc ium 
for  h is to logica l  s t u d y  (resul ts  will be  p u n i s h e d  elsewhere) ,  
a n d  t he  lef t  ones  were  used  for ascorb ic  acid d e t e r m i n a -  
t i on  L 

I n  g roups  I I I  a n d  I V  the  a c t u a l  s i te  a n d  size of c en t r a l  
n e r v o u s  s y s t e m  lesions were  e s t ab l i shed  t h r o u g h  t he  s t u d y  
of ser ia l  sect ions,  Les ions  were  f o u n d  in  t h e  p e r i a q u e d u c t M  
grey  m a t t e r  b e t w e e n  t he  nucle i  of t he  I I I  a n d  I V  c ran ia l  
ne rves  a n d  i t s  ad jo in ing  r e t i cu la r  fo rma t ion .  

As seen in t h e  Table ,  b o d y  we igh t  of t h e  a n i m M s  in t h e  
4 g roups  d id  n o t  v a r y  s ign i f ican t ly ,  i n d i c a t i n g  t h a t  t h e  
e x p e r i m e n t a l  p rocedure s  d id  n o t  m o d i f y  t h e i r  n u t r i t i o n a l  
s t a t e .  

No  s ign i f i can t  d i f ferences  in  a d r e n a l  w e i g h t  were  d e t e c t e d  
b e t w e e n  t h e  a n i m a l s  of t he  4 groups .  Never the les s ,  a d r e n a l  
ascorb ie  acid c o n t e n t  s h o w e d  m e a n i n g f u l  v a r i a t i o n s ;  thus ,  
CPZ  a d m i n i s t r a t i o n  (group I I )  p r o d u c e d  a s ign i f i can t  in-  
crease  of it, whi le  a f t e r  M R F  lesions (group III) a h i g h l y  
s ign i f i can t  dep l e t i on  of t h e  ascorb ic  ac id  c o n t e n t  of a d r e n a l  
g l a n d s  was obse rved .  

I n  a con t ro l  g roup  (no t  i nc luded  in t h e  Table) ,  lesions 
p e r f o r m e d  in o t h e r  a reas  of t h e  m e s e n c e p h a l o n  inc lud ing  
t h e  med ia l  a n d  la te ra l  lemnisc i  were n o t  e f fec t ive  in  
m o d i f y i n g  t h e  ascorbic  acid c o n t e n t  of t h e  adrena l s .  

The  a d m i n i s t r a t i o n  of CPZ d u r i n g  a per iod  of 15 d a y s  
was  i n c a p a b l e  of r e s to r ing  t h e  ascorb ic  acid dep le t ion  
p r o d u c e d  b y  M R F  lesions in  g roup  IV.  

Our  resu l t s  i nd i ca t e  t h a t  t h e  lesions a t  t h e  M R F  level  
a n d  t h e  a d m i n i s t r a t i o n  of CPZ h a v e  b o t h  a cons ide rab le  
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Action of MRF lesions and CPZ administration on ascorbic acid content in adrenals of rats 

831 

No. of Initial weight Final weight Adrenals Ascorbic acid 
animals (g 4- s.e.) (g 4- s.e.) (nlg -f- s.e.) content 

(Ing% 4- s,c.) 

Control group 33 
CPZ 20 
MRF lesions 20 
MRF lesion + CPZ 14 

201 4- 2.2 210 4- 3.3 40.0 :t= 4.5 375 4- 9.8 
200 4- 2.0 206 4- 3.5 49.5 =L 2.4 416 4- 13.5 • 
222 4- 5.7 247 4. 7.8 46.0 ± 1.8 271 4- 22.0 ~ 
219 4- 5.4 244 4- 8.2 42.0 4- 1.6 288 4- 21,8 • 

s.e., standard error; ~, P<2 0.01. 

influence on adrena l  funct ion,  a l though  a p p a r e n t l y  ac t ing  
in oppos i te  d i rect ions .  

The  changes  obse rved  on the  ascorbic  acid c o n t e n t  of 
the  adrenals  a f te r  the  M R F  lesions c a n n o t  be re la ted  to  
unspecific s t ress  because  an imals  of g roups  I I I  and  I V  
were sacrif iced 30 days  a f te r  pe r fo rming  t i le lesions. 
Fur ther ,  lesions in o the r  areas  of t he  mesencepha lon  close 
to  t he  M R F  did  no t  mod i fy  the  ascorbic acid c o n t e n t  of 
the  adrenals ,  t e n d i n g  to  co r robora te  t he  role of th is  area  
in t he  cont ro l  of p i t u i t a ry  ACTH secret ion,  as had  been  
shown in prev ious  works*, 3, 

The fact  t h a t  CPZ a d m i n i s t r a t i o n  dur ing  a long per iod 
of t ime was unable  to  increase the  ascorbic acid in adrenals  
deple ted  as a resul t  of s t r ic t ly  localized M R F  lesions t ends  
to indica te  t h a t  t he  ac t ion  of CPZ on adrena l  func t ion  is 
not  a d i rect  one b u t  conveyed  t h r o u g h  M R F  inhibi t ion.  

Resumen. Lesiones  de la fo rmaci6n  re t icu lada  mesence-  
f~lica (FRM) p r o v o c a n  una  cafda  s ignif ica t iva  del  {mido 
asc6rbico supp ra r r ena l  (AAS). La  c lo rpromaz ine  (CPZ) 
p r o v o c a  un a u m e n t o  s ignif ica t ivo del  AAS.  La  admin i s -  
t rac i6n  de CPZ a ra tas  con lesidn en  F R M  es incapaz  de 
res tab lece r  los niveles  de AAS.  
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Isotope Scanninl~ of Subdural Effusions in 
Infancy 

Subdura l  effusion in in fancy  is i n f r equen t ;  i ts  diagnosis  
is, however ,  i m p o r t a n t  since lack of  a d e q u a t e  t r e a t m e n t  
may  cause neurological  compl ica t ions  a n d  m e n t a l  r e t a rda -  
t i o n h  Subdura l  effusion m a y  be caused  b y  na t a l  or  pos t -  
na ta l  t r a u m a 2  meningi t i s3 ,4  d ia r rhoea  s, m a l n u t r i t i o n  6 
or excessive CSF-taps~,  or w i t h o u t  specific cause 2. 

The pr inc ipa l  clinical m e t h o d  of de t ec t ion  of subdura l  
effusion is subdura l  p u n c t u r e  a t  t he  e x t r e m e  la tera l  angle 

l~ig. 1. The scan of the right-side effusion space. 1/~C P3t-Hippuran, 
With subdural puncture 13 ml, 'isotope dilution volume' 39 ml (see 

text, case 1). 

of t he  fontanel .  A l t h o u g h  pos i t ive  subdura t  p u n c t u r e  is 
d iagnos t ic  i t  p rov ides  l i t t le  i n fo rma t ion  on the  size, e x a c t  
locat ion and  shape  of t h e  effusion,  and  of i ts  connec t ions ,  
if any,  to  the  con t ra l a t e ra l  side. Radiological  examina t ion ,  
w i th  air  in jec ted  in to  t he  effusion s p a c e ,  p rov ides  addi -  
t iona l  in fo rma t ion  on t h e  c a v i t y  7. On t h e  o the r  h a n d ,  
fluid mixes  w i th  fluid more  readi ly  t h a n  air. Fol lowing 
th is  principle,  inves t iga t ions  were  carr ied ou t  to  deve lop  
a new m e t h o d  for t h e  d e t e r m i n a t i o n  of t he  space  of sub-  
dura l  effusion,  us ing radioisotopes .  

Method. The  iso tope  used was  I*S~-Hippuran, abso rbed  
f rom the  cerebrospina l  fluid and  e l imina ted  f rom t h e  
o rgan i sm def in i te ly  more  r ap id ly  t h a n  r ad io - iod ina ted  
h u m a n  se rum a lbumin.  The  dose used, 1-4 /*C, is abso-  
lu te ly  safe s , and  cons iderab ly  smal ler  t h a n  t h a t  used in 
isotope ven t r i cu log raphy  0. 

The i so tope  scann ing  of subdura l  effusion was  per-  
fo rmed  as follows. W h e n  subdura l  effusion was suspec ted ,  
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