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conar i i  t r a n s e c t i o n  (cu t t ing  t he  pos t -gangl ion ic  sym-  
p a t h e t i c  f ibres  i m m e d i a t e l y  pr ior  to  t he i r  e n t r a n c e  in to  
t he  superf ic ia l  pineal)s ,  or to  superf ic ia l  p i n e a l e c t o m y  ". 
4 to  8 weeks later ,  h a m s t e r s  were d e c a p i t a t e d  and  the i r  
b ra ins  were qu ick ly  r emoved .  The  ep i t ha l am i c  region 
was f rozen in i sopen tane  cooled b y  l iquid  n i t rogen .  The  
t issues  were p r e p a r e d  for f luorescen t  h i s t o c h e m i s t r y  
accord ing  to  t he  t e c h n i q u e  of FALCK-HILLARP 6. 8 to  
10~.m t h i c k  pa ra f f in  sect ions  were e x a m i n e d  w i t h  a Zeiss 
dark- f ie ld  microscope.  H igh  Speed E k t a c h r o m e  and  
T r i - X  f i lms were genera l ly  exposed  for 1 to  3 min.  

Results. The  te rms ,  superf ic ia l  a n d  deep pineal ,  refer  
to  t h e  2 p inea l  c o m p o n e n t s  as descr ibed  b y  SHERIDAN 
a n d  REITER a. In  all 12 i n t a c t  ( sham opera ted)  hams te r s ,  
t he  superf ic ia l  p inea l  c o n t a i n e d  an  ex tens ive  n e t w o r k  
of green  to yel low-green f luorescen t  f ibres  wh ich  r a n g e d  
in size f rom th in ,  i nd iv idua l  f ibres  to  t h i c k  f ibrous  
bundles .  M a n y  of these  f ibres appea red  to  be  associa ted  
w i t h  c o n n e c t i v e  t i ssue  t r abecu lae  and  were j udged  to be  
p e r v i v a s c u l a r  nerves .  I n  some favorab le  sect ions  large 
green  f luorescen t  f ibre bund l e s  were obse rved  a d j a c e n t  
to  t he  l a te ra l  a spec t  of the  superf ic ia l  p inea l  a n d  were 
cons idered  to  be f ibres  of the  ne rv i  conari i .  The  deep 
p inea l  of t he  i n t a c t  h a m s t e r s  h a d  an  ex tens ive  n e t w o r k  
of i n t ense ly  green  to yel low-green f luorescen t  fibres. 
In  2 hams te r s ,  t he  p lexus  was seen to be  c o n t i n u o u s  w i t h  
a large f ibre b u n d l e  loca ted  in t he  s ta lk .  

Af te r  b i l a t e r a l  super ior  cerv ica l  gang l ionec tomy,  t h e  
n u m b e r  of green  to yel low-green f luorescent  f ibres  in b o t h  
t he  superf ic ia l  and  deep p inea l  was g rea t ly  r educed  in 
75% (9 of 12) of t he  hams te r s ,  while  in  25% of t he  an ima l s  
t he re  was l i t t le  d iscernible  difference in f ibre dens i t y  
w i t h  respec t  to  s h a m  ope ra t ed  controls .  Af te r  b i l a te ra l  
t r a n s e c t i o n  of the  ne rv i  conari i ,  no  i n t r a p i n e a l  f luorescen t  
f ibres  were obse rved  in e i the r  p inea l  c o m p o n e n t  in 44% 
(4 of 9) of t he  hams te r s .  I n  t he  r e m a i n i n g  56%, t he  super-  
ficial p ineals  c o n t a i n e d  ve ry  few f luorescent  f ibres while  
t he  deep p inea l  was  comple te ly  devoid.  Af ter  superf ic ia l  
p inea l ec tomy ,  no green f luorescent  f ibres were obse rved  
in the  deep pineal .  

Discussion. U n d e r  a p p r o p r i a t e  condi t ions ,  the  green  
to ye l low-green f luorescen t  p roduc t ,  as seen in t he  p r e sen t  
s tudy ,  is due  to t he  presence  of n o r e p i n e p h r i n e  (NE).  
N E  has  been  shown to be t he  s y m p a t h e t i c  n e u r o t r a n s -  
m i t t e r  in the  p inea l  1~ 11. I n  t he  p r e s en t  s tudy ,  b o t h  the  

superf icial  a n d  deep p inea l  c o m p o n e n t s  of i n t a c t  h a m s t e r s  
were found  to c o n t a i n  n u m e r o u s  green  f luorescen t  fibres. 
In  severa l  an ima l s  m a n y  of these  f ibres  were also seen 
in the  s t a lk  which  connec t s  t he  superf icial  a n d  deep  
pineal .  

The  p r i m a r y  a u t o n o m i c  i n n e r v a t i o n  of t he  m a m m a l i a n  
p inea l  is be l ieved to  arise f rom the  super ior  cerv ica l  
gangl ia  12. I n  t he  ra t ,  t h e  green  f luorescent  f ibres w i t h i n  
the  p inea l  g l and  d i s a p p e a r  a f te r  super ior  cervical  ganglio-  
nectomy13,  14. Af te r  b i l a t e ra l  r e m o v a l  of the  super ior  
cervical  gangl ia  or a f t e r  b i l a t e ra l  t r a n s e c t i o n  of t h e  
nerv i  conar i i  in t he  hams te r s ,  b o t h  t he  superf icial  a n d  
deep p inea l  lost  mos t  of t he i r  green to yel low-green 
f luorescence.  G a n g l i o n e c t o m y  also i ncapac i t a t e s  t he  
h a m s t e r  p inea l  in t e r m s  of i ts a n t i g o n a d o t r o p h i c  capa-  
bi l i t ies  5, ~, p r o b a b l y  due  to  t he  fac t  t h a t  p inea l  complex  
c a n n o t  f unc t i on  w i t h o u t  an  i n t a c t  s y m p a t h e t i c  inner -  
va t ion .  

The  p r e s e n t  s t u d y  shows t h a t  t he  deep p inea l  mass  
r ema ins  i n t a c t  a f te r  superf ic ia l  p inea lec tomy.  However ,  
t he  green  f luorescen t  p r o d u c t  was a lmos t  comple t e ly  
lost  a f te r  r e m o v a l  of t he  superf icial  pineal .  Thus,  as w i t h  
the  superf ic ia l  pineal ,  t h e  deep p inea l  also seems to be  
n o n - f u n c t i o n a l  w i t h  respec t  to  i ts  i n h i b i t o r y  inf luence on  
r ep roduc t i on  if i t  is dene rva t ed ,  since in l i gh t -dep r ived  
h a m s t e r s  w i t h  on ly  superf ic ia l  p inea l ec tomy  the  deep 
p inea l  is i ncapab le  of suppress ing  gonada l  funct ionS.  On 
t he  o the r  h a n d ,  i t  is possible  t h a t  t he  func t ion  of t he  
deep p inea l  is en t i r e ly  d i f fe ren t  f rom t h a t  of t he  super-  
ficial g l and  as sugges ted  b y  WIKL~:ND 15. The  resu l t s  
sugges t  t h a t  the  pos tgangl ion ic  s y m p a t h e t i c  f ibres which  
t e r m i n a t e  in  t he  deep p inea l  e i the r  pass  in the  v ic in i ty  or 
t h r o u g h  t he  superf ic ia l  p inea l  and  are i n t e r r u p t e d  a t  t he  
t ime  of superf ic ia l  p inea lec tomy.  
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Summary. The  s y m p a t h e t i c  ne r vous  s y s t e m  in t he  r a t  does no t  p l ay  a n y  s ign i f ican t  role in  t he  s t r ep tozo toc in - induced  
a n d  t o l b u t a m i p e - i n d u c e d  hypog lycemia .  

R e c e n t  i nves t iga t ions  h a v e  shown  t h a t  t he  effect  of a 
n u m b e r  of pha rmaco log ica l  agen ts  on  insu l in  secre t ion  
m a y  be m e d i a t e d  b y  ~- a n d  f l -adrenergic  p a n c r e a t i c  islet  
cell r ecep tors ;  m-receptor s t i m u l a t i o n  b y  ad rena l ine  in- 
h i b i t e d  glucose induced  insu l in  release in t he  r a t  1,2, 
m o n k e y  3 a n d  m a n  4-6. However ,  f l -receptor  s t i m u l a t i o n  
b y  i soprena l ine  s t i m u l a t e d  insu l in  secre t ion  in m a n  7, 
dog s and  r a t  9. e -Adrenerg ic  b lock ing  agents ,  such  as 
p h e n t o l a m i n e ,  increased  insu l in  secre t ion  in m a n  1~ 
b a b o o n n ,  12 and  dog la, whereas  f l -adrenergic  b lock ing  

agents ,  such  as p roprano lo l  and  MJ-1999,  i n h i b i t e d  
insu l in  release in mice 14, dog s a n d  m a n  15. B o t h  in v i t r o  
and  in v ivo  s tudies  showed  t h a t  g lucose- induced insu l in  
release could be  b locked  in t he  r a t  s y m p a t h e c t o m i z e d  b y  
6 - h y d r o x y d o p a m i n e  16. 

The  p r e s e n t  s t u d y  was des igned to  see the  role of t h e  
s y m p a t h e t i c  ne rvous  sys t em in t he  d e v e l o p m e n t  of 
h y p e r g l y c e m i a  fol lowing i.v. a d m i n i s t r a t i o n  of s t r ep to -  
zotocin.  Chemica l  s y m p a t h e c t o m y  was p roduced  b y  6- 
h y d r o x y d o p a m i n e  (6-OHD).  This  s u b s t a n c e  ha s  been  
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s h o w n  to  h a v e  a s e l e c t i v e  e f f ec t  in  d e s t r o y i n g  t h e  s y m -  
p a t h e t i c  n e r v e  e n d i n g s  1L W e  a lso  i n v e s t i g a t e d  t h e  e f f ec t  
of  a d r e n a l e c t o m y  a n d  ct- a n d  f l - ad r ene rg i c  b l o c k i n g  
a g e n t s  o n  t h e  d e v e l o p m e n t  of  h y p e r g l y c e m i a  i n d u c e d  
b y  s t r e p t o z o t o c i n .  I n  a d d i t i o n ,  i t  w a s  t h o u g h t  of  i n t e r e s t  
to  see  t h e  e f f ec t  of  s y m p a t h e c t o m y  a n d  ~ - a d r e n e r g i c  
b l o c k i n g  a g e n t s  o n  t h e  h y p o g l y c e m i e  r e s p o n s e  i n d u c e d  
b y  t o l b u t a m i d e  or  p h e n f o r m i n .  

Table I. Effect of adrenalectolny and 6-hydroxydopainine on the 
developinel~t and maintenance of hyperglycemia produced by i.v. 
administration of streptozotocin (50 mg/kg) in the rat 

Treatment  Blood sugar rag/100 ml 

24 h after 7 days after 

Controls 331 ~ 29 �9 (17) 317 j_ 29 (13) 
6-HydroxydopamiHe 267 -12 42 (14) 264 -~ 15 (13) 
6-Hydroxydopamine + 
adrenalectomy 336 ~c 35 (16} 340 ~ 35 {16) 

~Mean J_ SE. Nos. in parentheses indicate the immber of rats. 
Adrenalectomy was done 5 days after i.v. administration of 6-hy- 
droxydopamine (1 • 50 mg/kg). Streptozotocin (50 mg/kg i.v.) was 
injected 24 h later and blood samples collected 24 h and 7 days later. 

Table II. Effect of phentolamine or Oxprenolol pretreatment on 
streptozotocii~ (50 mg/kg i.v.) induced hyperglycemia in the rat 

Treatment  Blood sugar rag/100 ml 

24 h after 7 days after 

Controls 448 -k 33 (14) o 407 _~_ 35 (13) 
Phentolamine �9 396 ~ 8 (16) 365 J= 18 (6) b 
(20 mg/kg i.p.) 
Oxprenolol �9 328 i 16 (16) 332 @ 19 (12) 
(20 mg/kg i.p.) 

~Injected 30 minutes before Streptozotocin. b9 animals out of 16 in 
this group died before 7 days. ~Mean ~ SE. Numbers in parentheses 
indicate the Humber of rats. 

Table III. Hypoglycemic effect of tolbutamide and phenformin iu 
normal and 6-hydroxydopamine treated rats 

Treatment  Time between Change in blood sugar 
and dose injection Normal 6-OHD treated 

and blood 
collection (h) 

Tolbutamide 2 --  29 el- 2 (14) --  30 tic 1 (14) 
(50 mg/kg p.o.) 

Phenformin 3 --  16 ~_ 6 (12) --  19 ~ 8 (11) 
(100 mg/kg p.o.) 

,6-Hydroxydopamine was injected (I00 jig/day) every aIternate day 
for 14 days. In the case of tolbutamide, glucose primed rats fasted 
for 16 h were used. In the case of phenformin, streptozotocin induced 
diabetic rats were used (fasted for 3 h), since phenformin does not 
show activity in normal glucose primed rats. Animals were used 45 to 
47 days after the last injection. 

Methods .  F e m a l e  r a t s  w e i g h i n g  f r o m  140 to  160 g we re  
r e n d e r e d  d i a b e t i c  b y  i .v.  a d m i n i s t r a t i o n  o f  s t r e p t o z o t o c i n  
(50 m g / k g  i .v.) .  Al l  a n i m a l s  we re  f a s t e d  16 to  18 h be fo r e  
g i v i n g  s t r e p t o z o t o c i n .  B l o o d  s a m p l e s  we re  co l l e c t ed  b y  
o r b i t a l  b l e e d i n g  f r o m  t h e s e  r a t s  a t  0, 4 a n d  24 h ,  a n d  1 
w e e k  a f t e r  i .v .  a d m i n i s t r a t i o n  o f  s t r e p t o z o t o c i n .  6 - O H D  
w a s  g i v e n  in  2 d o s a g e  s c h e d u l e s .  I n  one  se r i es  i t  w a s  
g i v e n  to  r a t s  of  e i t h e r  s e x  b e g i n n i n g  f r o m  t h e  d a y  of  
b i r t h  (100 [zg/g s.c.) e v e r y  a l t e r n a t e  d a y  u n t i l  d a y  14 
( t o t a l l y ,  7 i n j e c t i o n s )  a n d  t h e  a n i m a l s  we re  u s e d  for  t h e  
e x p e r i m e n t s  a f t e r  45 to  47 d a y s  ( T a b l e  I I ) .  6 - O H D  w a s  
g i v e n  a t  b i r t h  s i n c e  i t  h a s  b e e n  r e p o r t e d  t h a t  c h e m i c a l  
s y m p a t h e c t o m y  p r o d u c e d  is c o m p l e t e  a n d  l o n g e r  l a s t -  
i n g  ~8. I n  t h e  s e c o n d  ser ies ,  a s ing le  i .v .  dose  o f  50 m g / k g  
w a s  g i v e n  a n d  t h e  a n i m a l s  w e r e  u s e d  1 w e e k  la te r .  
A d r e n a l e c t o m y  w a s  p e r f o r m e d  b i l a t e r a l l y  a n d  t h e  a n i m a l s  
w e r e  k e p t  o n  0 . 9 %  sa l ine .  

Resu l t s  a n d  d iscuss ion .  T a b l e  I s h o w s  t h e  e f fec t  of  
6 - O H D  (50 m g / k g  i .v.)  o n  t h e  d e v e l o p m e n t  of  h y p e r -  
g l y c e m i a  p r o d u c e d  b y  i .v.  a d m i n i s t r a t i o n  o f  s t r e p t o z o -  
t oc in .  As  c a n  be  seen ,  6 - O H D  p r e t r e a t m e n t  d id  n o t  p ro -  
d u c e  a n y  s i g n i f i c a n t  c h a n g e  in  t h e  d i a b e t o g e n i c  p r o p e r t i e s  
of  s t r e p t o z o t o c i n .  T h e  b l o o d  s u g a r  v a l u e s  of  a l l  t h e  6- 
OIKD t r e a t e d  r a t s  we re  c o m p a r a b l e  t o  c o n t r o l s  (Tab le  I). 
I n  t h e  s e c o n d  ser ies ,  t h e  e f f ec t  of  s t r e p t o z o t o c i n  on  t h e  
a d r e n a l e c t o m i z e d  r a t s  w a s  o b s e r v e d .  A s  c a n  be  s e e n  f r o m  
t h e  T a b l e ,  a g a i n  t h e r e  w a s  no  d i f f e r e n c e  in  t h e  h y p e r -  
g l y c e m i a  p r o d u c e d  in  t h e  n o r m a l  a n d  a d r e n a l e c t o m i z e d  
r a t s  f o l l o w i n g  s t r e p t o z o t o c i n  (Tab l e  I).  6 - O H D  a t  t h e s e  
d o s e s  h a s  b e e n  s h o w n  to  h a v e  a s e l e c t i v e  e f f ec t  in  de -  
s t r o y i n g  t h e  s y m p a t h e t i c  n e r v e  t e r m i n a l s  in  t h e  a d u l t  
r a t  19~ 20. 

T a b l e  I I  s h o w s  t h e  e f f ec t  of  e - a n d  /3 -adrenerg ic  b lock -  
i n g  a g e n t s  on  t h e  h y p e r g l y c e m i a  p r o d u c e d  b y  s t r e p t o z o -  
t oc in .  P r e t r e a t m e n t  of  r a t s  w i t h  e i t h e r  p h e n t o l a m i n e  or  
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ASKMORE, Endocrinology 80, 675 (1967). 
A .  O. KRIS, R. E. MILLER, F. E. WHERRY and J. W. MASON, 
Endocrinology 78, 87 (1966). 

4 ]). PORTE, JR., A. L. GRABER, T. KUZUYA and R. H. WILLIAMS, 
J. clin. Invest. 45, 228 (1966). 

5 j .  H. KARAM, S. J. GRASSO, L. C. WEOIENKA, G. M. GRODSKY 
and P. H. FORSHAM, Diabetes 15, 571 (1966). 

6 D. PORTE, JR., J. elin. Invest. ,]6, 86 (1967). 
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(1971). 
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Table IV. Effect of phentolamine or phenoxybenzamine pretreatment 
on tolbutamide-induced hypoglyeemie response in the rat 

Treatment Dose Blood sugar p-values 
(mg/kg) (rag/100 ml/l.1/2 h) 

Controls -- 93 ~ 3.3 (14) �9 -- 
Na-tolbutamide (s.c.) 100 63 ~_ 7.5 (16) <~ 0.001 
Phentolamine b (i.p.) 20 79 -L 2.3 (14) < 0.01 
Phenoxybenzamine b (i.p.) 5 86 • 4.0 (8) N.S. 
Phentolamine b (i.p.) 20 
+ 67 ~_ 4.3 (16) N.S. 
Na-tolbutamide (s.c.) 100 
Phenoxybenzamine ~ (i.p.) 5 
-- 62 ~ 1.3 (8) N.S. 
Na-tolbutamide (s.c.) J.00 

~Mean ~ SE. Number in parentheses indicate rmmber of rats. 
bInjected 30 nfin before Na-tolbutamide. Blood was collected 11[g h 
later. 

Table V. Effect of Oxprenolol on tolbutamide-induced hypo- 
glycemie response in the rat 

Treatment Dose Blood sugar p-values 
(mg/kg) (rag/100 ml/1 h) 

Controls (saline) -- 86 • 3.1 �9 (8) 
Oxprenolol (i.p.) b 20 84 ~_ 3.5 (8) N.S. 
Na-tolbutamide (s.c.) 100 53 zc 2.1 (8) < 0.001 
Oxprenolol (i.p.) b 20 
+ 50 • 1.7 (8) < 0.001 
Na-tolbutamide (s.c.) 100 

~Mean -~ SE. Number in parentheses indicates the immber of rats. 
bInjected 30 mhl before Na-tolbutamide administratiom Blood was 
collected I h after Na-tolbutamide injection. 

Oxprenolol  did no t  p roduce  any  s ignif icant  change  in the  
hyperg lycemia  p roduced  by  s t rep tozotoc in .  B o t h  these  
procedures  did no t  have  any  effect  on the  acute  (24 h) or 
ma in t enance  of hyperg lycemic  response  (7 days) follow- 
ing s t rep tozo toc in  injections.  B o t h  these  resul ts  seem to 
indicate  ve ry  l i t t le i nvo lvemen t  of s y m p a t h e t i c  nervous  
sys t em in the  s t r ep tozo toc in - indueed  hyperg lycemia  in 
the rat. 

The hypoglycemic response of tolbutamide and phen- 
formin  in normal  and  6-OHD t r ea t ed  ra ts  is shown in 
Table I I I .  There  was no signif icant  difference be tween  
the  hypoglycemic  response  observed  in the  2 groups. 
Hypoglycemic  response  to t o lbu t amide  was also un- 
a l tered by  p r e t r e a t m e n t  of ra t s  w i th  ~-adrenergic block- 
ing agents  such as phen to l amine  and p h e n o x y b e n z a m i n e  
(Table IV), or fl-adrenergic blocking agents  such as 
Oxprenolol  (Table V). Our resul ts  wi th  Oxprenolol  are in 
accordance  wi th  the  observa t ions  made  by  BORN and  
SPRATTO ~1 using propranolol .  These au thors  have  shown 
t h a t  ~-adrenergic blocking agents  have  s ignif icant  effect 
on blood glucose response  in the  mouse bu t  prac t ica l ly  
no effect  in the  rat .  They  have  therefore  emphas ized  
t h a t  a species difference exists be tween  the  ra t  and the  
mouse wi th  respect  to  the  act ion of fl-adrenergic blocking 
agents  on blood glucose response.  These observa t ions  
seem to lend suppor t  to our  inabi l i ty  to show ally signif- 
icant  effect  of e- and fl-adrenergic blocking agents  on the  
hypog lycemia  p roduced  by  oral hypoglycemic  agents,  
and  any  signif icant  difference in the  deve lopmen t  and 
ma in t enance  of hyperg lycemia  be tween  normal  and 
s y m p a t h e c t o m i z e d  animals.  

~1 C. t4_. BoR,~ and C. R. SPRAT'tO, Fedn. Proe. d0, 315 (197i). 

Evolution des prostates rudimentaires d'El lobius  lu tescens  (Microtinae) en culture organotypique; 
action des androgbnes* 

Development of the Rudimentary Prostates of Ellobius lu tescens  (Microtinae) in Organ Culture; 
Effects of Androgens 
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Summary. The s t ruc tu re  of the  r u d i m e n t a r y  p ros t a t e s  of Ellobius lutescens is ma in t a ined  in t ac t  af ter  6 days  of organo-  
typ ic  cul ture  in the  absence  of male hormones .  Compar ison  wi th  controls  even shows a not iceable  increase in the  size 
of t he  epi thel ia l  cells. Add ing  maie hormones  to t he  cul ture  med i u m does no t  modi fy  the  morpho logy  of adui t  p ros ta tes ,  
while i t  induces  a sha rp  s t imula t ion  of imma tu re  pros ta tes .  In  accordance  wifl~ our  previous  results ,  these  expe r imen t s  
show t h a t  the  p ros ta tes  of Ellobius lutescens lose their  sens iv i ty  to  androgens  af ter  puber ty .  

L '6 ta t  rud imen ta i r e  des p ros ta tes  que nous avons  d6- 
cri tes chez Ellobius lutescens a t t e in t  d 'o l igospermie  3, nous 
a incit6s 5. en t r ep rendre  des essais de s t imula t ion  de 
celles-ei pa r  des t r a t t e m e n t s  aux androg6nes.  In  vivo, 
aucun t r a i t e m e n t  par  des doses fortes ou physiologiques  
de p rop iona te  de tes tos t6rone  n ' a  r4ussi ~ modif ier  la 
s t ruc ture  des p ros ta tes  d'Ellobius entiers,  adul tes  ou 
impub6res4, K Ce n ' e s t  que chez des an imaux  castr6s 
l '6 ta t  i m m a t u r e  (~ l'~tge de 4 k 5 semaines) e t  t ra i t6s  pen-  
d a n t  un mois par  du p rop iona te  de tes tos t6rone  que l 'on 
observe  une ne t t e  s t imula t ion  des cellules 6pith41iales 
p ros ta t iques  abou t i s san t  ~ une significative a u g m e n t a t i o n  
du volume des p ros t a t e s  5. L ' ab la t ion  pr6coce des tes t i -  
cules favorise donc la r4ponse des p ros ta tes  aux andro-  

g6nes. Ainsi, pour  soustra i re  les p ros ta tes  aux diverses 
influences de l 'organisme,  nous  avons  eu l'id4e de nous 
placer dans  les condi t ions  de la cul ture  organotypique .  
Les travaux de FEYEL-CABANES et al. 6, portant sur des 
organocultures de rats castr6s trMt6s par des androg6nes, 
ayant montr6 qu'une restimulation de l'6pith~lium pros- 
tatique pouvait fitre obtenue in vitro, nous ont encoura- 
ges 5. entreprendre de telles exp6riences sur Ellobius. 
Nous rapportons ici nos observations histologiques 
concernant l'6volution des prostates d'Ellobius adulte et 
impub6re, en culture organotypique, en pr6sence ou en 
l'absence d'androg6nes. 

Matdriel el mdthodes. A n i mau x :  environ 150 Ellobius, 
adull;es e t  impub6res  (5`g6s de 5, 6, 7 ou 8 semaines) pro- 


