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Unt i l  now the  cor t icot roph cells of repti les have  
evident ly  been in terpre ted  as undif ferent ia ted  cells; such 
a mis take  can also easily occur in o ther  ver tebra tes  
because of the  fineness and scarci ty  of the  specific 
granules 1~-~3. On the  contrary,  t hey  are clearly distin- 
guishable f rom the  X cells, which are also s i tuated in the  
rostral  zone of the  pars anterior,  not  only by  their  dif- 
ferent  aff ini ty  to stains, as has a l ready been mentioned,  
bu t  by  thei r  morphological  features. Normal ly  the  X ceils 
are cylindric and the  supranuclear  zone of their  cy top lasm 
appears  full of closely packed granules ; these granules are 
small  bu t  easily discernible wi th  the  l ight  microscope, and 
are defini te ly orangeophil ic  wi th  the  staining methods  
used .  T h e r o s t r a l  local izat ion of the  cor t icot roph cells in 
the  animal  s tudied agrees With t h a t  which has been 
observed in birds s and fishes 7. I n  the  lat ter ,  cytoplasmic  
vacuola t ion  as well as nuclear  and nucleolar  hype r t rophy  
have  also been not iced as an effect of metopi rone  adminis-  
t ra t ion  la. The  aff in i ty  of cytoplasmic  zones for iron 
haematoxi l in  can be explained by  the  usual abundance  of 
ergastoplasm in this  cellular t ype  ~2. 

In  conclusion, a th i rd  type  of non-mucoprote inaceous  
secretory cells, responsible for cor t icotrophin product ion  
and no t  previously  described in reptiles, mus t  be ad- 
mi t t ed  in the  anter ior  p i tu i t a ry  gland of Cnemidophorus I. 
lemniscatus. 

Resumen. Mediante  la adminis t raci6n de metop i rona  
pudo demostrarse  en la hip6fisis anter ior  de Cnemido- 
phorus 1. lemniscatus la existencia de un tercer  t ipo de 
c61ulas secretoras no mucoprotldicas,  responsables  de la 
producci6n de cor t icotrof ina y no identif icadas has ta  
shorn en reptiles. Es tas  c61ulas se encuent ran  en la 
porci6n rostral  del 16bulo y, en los animales  test'igos, 
resul tan cromdfobas con las coloraciones efectuadas.  Por  
accidn de la metop i rona  sufren considerable hiper t rof ia  e 
hiperplasia  y aparecen en su c i toplasma grs gruesos 
y r e l a t ivamente  eseasos que presentan  moderada  afinidad 
hacia  la hematoxi l ina  f6rrica. 
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The Course of Lymphocyt ic  Choriomeningit is  Virus Infection in Mice Treated by Phytohaemag-  
glutinin 

The effect of phy tohaemagg lu t in in  on the  an t ibody  
response and the  homogra f t  re ject ion has been invest i -  
ga ted  by  several  authors  1. The  exper imenta l  da ta  and the  
;onclusions of the  authors  concerning the  effect of phy to-  
naemagglu t in  t r e a t m e n t  on the  immunologica l  responses 
seem to be contradic tory .  Considering tha t  the  conse- 
quences of lymphocy t i c  choriomeningi t is  (LCM) virus 
infection depend on the  immune  status of the  mice and 
t h a t  the  fa ta l  choriomeningi t is  fails to develop in animals  
depressed immunologica l ly  ~-s, in t racerebral  infect ion 
wi th  LCM virus  was chosen as the  exper imenta l  me thod  
for s tudying  the  effect of phy tohaemagg lu t in in  on im- 
munological  react iv i ty .  

Materials and methods. 5-week-old, inbred mice of 
strain 'A' ,  weighing on the  average 15 g, were used in the  
exper iments .  The  to ta l  q u a n t i t y  of phy tohaemagg lu t in in  
applied in the  t rea tment ,  as well as the  t ime  of the  virus 
infect ion var ied  per  exper iment .  In  each exper iment  30 
mice were injected i.p. wi th  0.4 ml  (0.4 mg) of Phytoc l in  
(Wellcome Research Laboratories) ,  while an equal  
number  of  controls received 0.4 ml  of physiological  NaC1 
solution. Each  t ime  half of the  mice in every  exper iment  
were injected in t raeerebra l ly  wi th  the  pre - t i t ra ted  
100 LDs0 dose of LCM virus. Each  exper iment  thus  
covered 4 groups, as specified in the  Table.  Absolute  
l ymphocy te  counts  were t aken  at  in tervals  and also the  
weight  was checked several  t imes  of the  mice of P H A  and 
control  groups. I n  the  mice of P I t A +  LCM and C +  LCM 
groups, the  typ ica l  neurological  symptoms  of the  infec- 
t ion wi th  subsequent  dea th  of the  animals  were observed. 
The  bra in  of the  dead animals  was s tudied his tological ly 
using hema toxy l in  and eosin staining. 

Results and discussion. The exper imenta l  da ta  are 
summar ized  in the  Figure.  In  exper iments  1 and 2 the  
animals  were injected wi th  3 t imes  0.4 mg and 6 t imes  

0.4 mg of phy tohaemagg lu t in in  respect ively.  The LCM 
virus  was inoculated on the  last  day  of the  phyto-  
haemagglu t in in  t rea tment .  I n  exper iments  3 and 4 the  
t r e a t m e n t  wi th  phy tohaemagg lu t in in  was s tar ted  on the  
3rd and 4th day after  the  LCM virus infection, inject ing 
3 t imes  0.4 mg and 4 t imes  0.4 mg of phytohaemagglu t in in ,  
respect ively.  

As regards the  effect of the  phy tohaemagglu t in in  
t r e a t m e n t  on the  course of the  LCM virus infection, the  
result  was the  same in each of the  experiments .  The  

Groups PHA PHA + LCM Control C + LCM 

Treatment PHA i.p. PHA i,p. Phys. NaC1 Phys. NaCI 
i.p. i.p. 

Infection - 100 LDs0 - 100 LDs0 
with LCI~ virus i.cer, i.cer. 
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typica l  neurological  symptoms  of the  virus infection were 
apparen t  af ter  the  usual incubat ion  period in the  mice of 
the  P H A  + LCM group also, and the  animals  died a t  the  
same ra te  as those of the  infected control  (C+LCM)  
group, on the  7 th -9 th  days. His tological  analysis showed 
in thei r  bra in  the  typ ica l  symptoms  of l ymphocy t i c  
choriomeningit is .  In  the  non-infected groups t rea ted  wi th  
P H A  none of the  animals  were lost, t h e y  were appa ren t ly  
hea l thy  and no loss of weight  could be observed as com- 
pared wi th  the  controls. The  phy tohaemagg lu t in in  t rea t -  
men t  did not  cause any  appreciable  change of the  number  
of c i rculat ing lymphocytes .  H a v i n g  lost the  animals  
infected wi th  the  LCM virus, the  mice of the  P H A  and 
control  groups were sacrificed. Splenomegaly was ob- 
served in the  mice which were kil led 2 days af ter  the  
admin is t ra t ion  of phy tohaemagglu t in in  (exper iment  4). 
Splenomegaly could not  be shown in the  animals  which 
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were sacrificed on the  5 th -10 th  days af ter  the  astl  
phy tohaemagg lu t in in  inject ion (experiments  1, 2 and 3). 
This  observat ion  is consistent  wi th  the  earlier findings 
which showed Splenomegaly to be the  most  pronounced 
on the  3rd day af ter  the  phy tohaemagg lu t in in  inj ection~O ~ 

I t  tu rned  out  f rom the  present  exper iments  t h a t  the  
phy tohaemagg lu t in in  t r e a t m e n t  did not  a f fec t ' the  devel-  
opmen t  of in t racerebral  LCM virus in~ection, the  
animals  died after  exhib i t ing  the  typ ica l  neurological  
symptoms  and in the  ce rebra l  tissues the  histological  
characteris t ics  of lymphocy t i c  choriomeningi t is  could be 
identified. Our earlier observat ions  as well as those of 
o ther  authors  have  shown t h a t  there  exists a re la t ionship 
be tween the  neurologic M s y m p t o m s  of the  LCM virus  
infect ion wi th  subsequent  deve lopment  of the  fatal  hyper-  
sens i t iv i ty  react ion and the  number  of c i rculat ing 
lymphoey tes  6, s, 11. Since the  phy tohaemagg lu t in in  t rea t -  
men t  does not  induce any  pe rmanen t  decrease in the  
number  of c i rcula t ing lymphocytes ,  this m a y  be the  
reason w h y  the  deve lopment  of fa ta l  l ymphocy t i c  
chor iomeningi t i s  could not  be suppressed by  the  phy to-  
haemagglu t in in  t rea tment .  

The  results  of the  present  invest igat ion,  which showed 
tha t  the  phy tohaemagg lu t in in  t r e a t m e n t  does not  
suppress the  immunologica l  r eac t ions  of mice to in t ra-  
cerebral  LCM virus  infection, confirm the  opinion o f  
those who do not  believe in the  immunosuppress ing  effect 
of phytohaemagglu t in in .  

Zusammen/assung. Es wurde festgestell t ,  dass die Virus- 
infekt ion in mi t  LCM-Virus in t razerebra l  infizierten 
3/I/iusen bei Phy toh / imagg lu t in in -Behand lung  gleich vet-  
1/tuft w i t  in unbehande l ten  Kontrol l t ieren.  Dies stf i tzt  
die Annahme,  Phytoh/ imagglut in is ie rung vermindere  die 
immunologische  Reaktivi t /~t  des Organismus nicht.  
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D i f f e r e n c e s  B e t w e e n  P l a s m a  a n d  S e r u m  M e d i a t e d  C h e m o t a x i s  of  L e u k o c y t e s  

We have  recent ly  shown in exper iments  in v i t ro  tha t  
sera f rom normal  rabbi ts  conta in  chemotac t ic  ac t iv i ty  
for bo th  macrophages  and neutrophi ls  1. The  specific 
ac t iv i ty  in normal  sera for macrophages  was due to a 
f rac t ion wi th  the  app rox ima te  molecular  weight  of 
200,000, whereas  the  dis t inct  main  ac t iv i ty  for neutro-  
phils was located in a f ract ion wi th  a molecular  weight  
be tween 5000 and 35,000. Such low molecular  weight  
neu t rophi l  cy to tax ins  have  also been observed by  other  
workers  and were found to be spli t  p roducts  of comple-  
men t  components  ~-~. 

So far  no explana t ion  has  been pu t  forward for t he  
var iab le  presence of chemotac t ic  ac t iv i ty  in normal  
serum. The quest ion arises whether  these cy to tax ins  are 

a l ready present  in p lasma or whe ther  t hey  are formed 
dur ing the  blood clot t ing process. In  the  l a t t e r  case i t  is 
l ikely t h a t  a l ink be tween chemotaxis ,  blood coagulat ion 
and complement  ac t iva t ion  exists. 
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