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f i ~ 0 ~ 1  is frequently associated with pulmonary hypo- 
plasia. Some infants, however, do survive and our aim was 

to  determine the incidence of impaired lung grorvth and i t s  relationship 
t o  chronic respiratory morbidity in these children. 53 pregnancies com- 
plicated by PPROR.1 before 32 weeks gestation were studied. Of these, 
there were 2 termination, 2 spontaneous abortions, 1 utrauterine death, 22 
neonatal deaths, and 26 were discharged home. Of these 26, 5 were lost t o  
follow up. The remaining 21 had a mean gestation of 32 weeks (range 25-41), 
mean rupture of membranes (RON) a t  24 weeks (range 15-32) and mean 
duration of ROhl of 8 weeks (range 1-20). The mean length of follow up 
was 15  months (range 6-22). Only 5 infants (4 of whom were ventilated) 
had recurrent  respiratory problems. These infants were born more pre- 
maturely than the asymptomatic infants (p<O.O5). Only 3 children required 
hospital admission for chest  related disorders and all 3 suffered with re- 
current respiratory symptoms. No relationship was found between either 
recurrent symptoms or hospital admission and duration or length of mem- 
brane rupture. At  one year, abnormal lung vol~imes were only found in the  
symptomatic venti lated infants, except for 2 infants who had very early 
onset and prolonged duration of RORI. We conclude that  chronic respira- 
tory morbidity following PPROAI relates to  the gestation a t  birth and 
neonatal ventilation and only in extreme cases to the duration and onset 
of membrane rupture. 

STUDIES OF ENDOTOXIN (LPS) INDUCED HUAIAN 
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Previously we reported tha t  LPS induced rabbit RIBS release protein fac tors  
which recruit  PbINLs into rabbit  skin a s  measured with 51Cr labelled leuko- 
cytes. Here we report  tha t  in vitro stimulation of human monocyte de- 
rived Albs with LPS (3-100 ng/rnl for  1-24 hours) results  in their  secretion 
of a t  least  one  protein fac tor  capable of a t t rac t ing  PMNLs into the  skin 
of rabbits following intradermal injection. The predominant PMNL re- 
cruiting activity (PRA) had a molecular weight on ge l  f i l t rat ion (Sephadex- 
100, Superose-12) of 40-45 Kd. The  production of t h e  PRA was inhibited 
by cycloheximide (2  pg/ml) and the  PRA was found t o  be relat ively hea t  
s tab le  (43% loss of activity a t  56O C 30 min) and had no in vitro chemo- 
tac t ic  activity for PhlNLs. The  gel  filtration fractions m o s t t i v e  for  
PRA had 7-20 U/ml TNF and no detectable IL-1 (<0.2 U/ml) activity. The 
ac t ive  gel  filtrntion fractions were tested a f t e r  treating them with neutral- 
izing polyclonal anti-human IL-ld and IL-I$ and with neutralizing mono- 
clonal anti-TNFa antibody. This combined t rea tment  decreased the  & * 
PRA activity by only 16%. These results suggest tha t  LPS st imulated 
human LlBs secre te  a yet  unidentified 40-45 Kd component (PRA) which 
can  be distinguished from TNFd , IL-I and macrophage derived fac tors  
chemotactic for  PRINLs & u. 

FOLLOY UP AND CCUPARISW OF IMHUNOLOGICAL PARWETERS IN HIV-INFECTED AND 
HIV-A0 NEGATIVE HIV-EXPOSED INFANTS 
C.Rorerdah1, U.Uintergerst ,  E.Fahrenheim, E.Eir1 ,  B.H. Belahradsky 
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Introduct ion:  Infants with AIDS-related c ~ n p l e x  (ARC) or AIDS following 
v e r t i c a l l y  acquired n l v - i n f e c t i o n  develop severe 0-  ard T - c e l l  defects.  

The i m o l o g i c a l  p a r a m t e r r  and c l i n i c a l  r w p t a n s  of the H 1 V - i n f e t e d  chi ldren Mere studied 
and conpared u i t h  those of the HIY-exposed infants,  who becam HIV-Ab negat ive and were 
Otherwise heal thy.  
m: 35 chi ldren could be evaluated f o r  c l i n i c a l ,  inmawlogical ,  serological ,  end 
v i r o l o g i c a l  parameters regular ly .  The fol lowing i m n o l o g i c  data mere investigated: Total 
wmter of COL. C08. COZO @ s i t i r e  c e l l s ,  st imulat ion v i r h  p h y t o h a m g g l u t i n i n  ( P H I ) .  M T 3 ,  
pokeweed mitogen ( P H I ) ,  staphylococcus a u r w s  protein (SAC) and the antigens -, 
t b e r c u l i n ,  vaccinia ,  s t r e p t o l y r i n  0 ,  and t e t a w s t o x o i d .  15 HlV-infected chi ldren c w l d  be 
C-red u i t h  12 chi ldren,  who lost  HIV-Antibodies and seem c l i n i c a l l y ,  r e r o l o g i c a l l y ,  and 
v i r o l o g i c a l l y  m t  infected.  I n  8  further  chi ldren t h e  infect ian i s  s t i l l  uncerta in.  
-: u n t i l  the age of 20 m t h s  there war m detectable d i f f e r m e  i n  the i m o l o g i c a l  
f indings of chi ldren u i t h ,  without or v i t h  w c e r t a l n  HIV- infect ion (chi ldren u i t h  f u l l  blown 
AIDS excludes). The t o t a l  n-r of CD4 p s i f i v e  c e l l s  decreases i n  older  infected chi ldren,  
especial ly  i n  those u i t h  AIDS, despi te  IVlG- and/or Lidondine-therapy.  The pathological 
r e s u l t s  of t h e  l ~ o c y t e - r t i r m l a t i o n  with PHI and OK73 c o r r e l a t e  wi th the decl in ing course 
of C04 c e l l  c m t  and CD4/CD8 r a t i o  S t i r m l a C i M  u i t h  PVW i n  infected chi ldren i s  already low 
when C04 c e l l  covl ts  are s t i l l  m r m a l .  I n  a l l  chi ldren under 20 rnrnthr t h e  ant igenic 
r t i r m l a t i o n  could not be dnncnrtrated. 
C M C L U I ~ O I I :  u i t h  cautious interpretat ion of our data.  PW seem t o  be t h e  e a r l i e s t  
imnwlological marker f o r  HIV- infect ion.  For r o u t i m  imnunological survei l lance of HIV- 
infected chi ldren t h e  determination of t h e  CD4/tDB-ratio i s  s u f f i c i e n t .  
U i t h  Pupport of t h e  Goverrmnt of the FRG) 

LOCAL T CELL RESPONSE I N  POSTINFECTIOUS 
ENCEPHALOMYELITIS 
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P o s t i n f e c t i o u s  e n c e p h a l o m y e l i t i s  (PE) i s  a w e l l -  
known c o m p l i c a t i o n  o f  v i r a l  i n f e c t i o n s  s u c h  a s  

m e a s l e s ,  r u b e l l a  o r  v a r i c e l l a .  The p a t h o g e n e s i s  o f  t h e s e  com- 
p l i c a t i o n s  is s t i l l  u n c l e a r .  The a b s e n c e  o f  i n f e c t i o u s  v i r u s  
o r  v i r a l  a n t i g e n s  f rom c e r e b r o s p i n a l  f l u i d  (CSF) and  b r a i n  
t i s s u e s  l e d  t o  t h e  a s s u m p t i o n  t h a t  PE n i g h t  b e  a T ce l l - rnedia -  
t e d  a u t o a l l e r g i c  p r o c e s s  r e s e m b l i n g  e x p e r i m e n t a l  a u t o a l l e r g i c  
e n c e p h a l i t i s  (EAE) . 
I n  t h i s  s t u d y ,  we have  i n v e s t i g a t e d  t h e  l o c a l  T c e l l  r e s p o n s e  
i n  5 c h i l d r e n  w i t h  PE (2 x m e a s l e s  e n c e p h a l i t i s ,  1 x r u b e l l a  
e n c e p h a l i t i s ,  2 x v a r i c e l l a  c e r e b e l l i t i s ) .  T c e l l s  Hero  d i r e c t l y  
c l o n e d  f rom CSF e x u d a t e  c e l l s  by l i m i t i n g  d i l u t i o n  i n  t h e  
p r e s e n c e  o f  i r r a d i a t e d  f e e d e r  c e l l s  and  ZL-2. A v a r i a b l e  p r o -  
p o r t i o n  o f  T c e l l  c l o n e s  and l i n e s  bras f o u n d  t o  r e a c t  s p e c i f i -  
c a l l y  t o  v i r a l .  a n t i g e n s  i n  e i t h e r  c y t o t o x i c i t y  o r  p r o l i f e r a -  
t i v e  a s s a y s .  Responses  t o  b r a i n  a n t i g e n s  ( m y e l i n  b a s i c  p r o t e i n ,  
q a l a c t o c e r e b r o s i d e s ,  g a n q l i o s i d e s )  ! /ere n o t  s e e n .  These  ob- 
s e r v a t i o n s  s t r o n g l y  a r g u e  a g a i n s t  t h e  a u t o a l l e r g i c  h y p o t h e s i s .  
The r e s u l t s  a r e  nuch more c o m p a t i b l e  w i t h  t h e  d i r e c t  i n v a s i o n  
o f  t h e  CNS by t h e  i n f e c t i n g  v i r u s e s .  

I N  VIVO AND I N  VITRO IMMUNE REACTIONS INDUCED BY 
BOVINE SURFACTANT (SF-RI 1 )  39 P.Bartmann*, U.Bamberger**, F.Pohlandt*, L.Gortner* 
'Universi ty of Ulm, Dept. of  P e d i a t r i c s ,  D-7900 Ulm, 
FRG, **Dr.K.Thomae GmbH, D-7950 Biberach,  FRG 

We performed a m u l t i c e n t e r  randomized t r i a l  t o  i n v e s t i g a t e  t h e  
e f f e c t  of  a bovine s u r f a c t a n t  p r e p a r a t i o n  (SF-RI 1 )  on t h e  t r e a t -  
ment of r e s p i r a t o r y  d i s t r e s s  syndrome i n  69 preterm i n f a n t s  l e s s  
than  30  weeks o f  g e s t a t i o n .  34 i n f a n t s  were t r e a t e d  wi th  50 mg/kg 
b i r t h  weight o f  SF-RI 1 with  a maximum o f  4 doses.  
S e r a  of a l l  c h i l d r e n  were c o l l e c t e d  before  a s  wel l  a s  2 ,  4 and 6 
weeks a f t e r  t h e  i n i t i a l  t rea tment .  71% o f  t h e  exspec ted  number o f  
s e r a  was o b t a i n e d  and t e s t e d  f o r  t h e  presence of a n t i - s u r f a c t a n t  
a n t i b o d i e s  u s i n g  a n  ELISA wi th  a d e t e c t i o n  l i m i t  o f  10  ng/ml spe- 
c i f i c  an t ibody .  Ant i - sur fac tan t  a n t i b o d i e s  could n o t  be d e t e c t e d  
i n  any of t h e  serum samples. 
T-ce l l s  from p a t i e n t s  wi th  s u r f a c t a n t  t rea tment  were t e s t e d  by 3H- 
thymidine i n c o r p o r a t i o n  f o r  t h e  induc t ion  of a p r o l i f e r a t i v e  res -  
ponse t o  SF-RI 1 2 t o  70 days a f t e r  t h e  i n  vivo a p p l i c a t i o n .  SF- 
RI 1 a l o n e  d i d  n o t  s t i m u l a t e  T - c e l l s  from t h e s e  p a t i e n t s  i n  v i t r o .  
Mitogen induced T- and B-cell  a c t i v a t i o n  i n  v i t r o  was found t o  be 
a l t e r e d  i n  t h e  presence  of SF-RI 1. 
Conclusion: No immune responses  could be d e t e c t e d  a f t e r  i n  v ivo  
a p p l i c a t i o n  o f  SF-RI 1 though i n  v i t r o  immune f u n c t i o n s  a r e  a l -  
t e r e d  i n  t h e  presence  of bovine s u r f a c t a n t .  

PATTERNS OF ABNORMAL CEREBRAL ENERGY METABOLISM 
FOLLOWING BIRTH ASPHYXIA. James Moorcraf t ,  Nicholas 
M. Bolas,  P e t e r  L. Ho e ,  N .  Kevin I v e s .  Bheeshma 
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Phase modulated r o t a t i n g  frame imaging (PMRFI) was used t o  
s tudy  23 asphyxia ted  neonates  o f  g e s t a t i o n  34-42 (median 40) 
weeks by phosphorus magnetic resonance spec t roscopy  (MRS) a t  1-16 
(med. 4) days o f  age.  Six i n f a n t s  wi th  s e v e r e  encephalopathy had 
g l o b a l  phosphocreatine/inorganic phosphate (PCr /P i )  r a t i o s  o f  
0.18-0.86 (med. 0 .59)  and g l o b a l  P i /adenos ine  t r i p h o s p h a t e  
(Pi/ATP) r a t i o s  o f  0.5-1.59 (med. 0 .64) .  PMRFI d a t a  showed a 
progress ive  r i s e  i n  Pi/ATP i n  s l i c e s  1 and 2 cms below super -  
f i c i a l  b r a i n  t i s s u e .  Seventeen i n f a n t s  w i t h  mild o r  moderate 
asphyxia had median g l o b a l  PCr/Pi of 1 .62  and Pi/ATP o f  0.35,  and 
PMRFI d i d  n o t  show any c o n s i s t e n t  p a t t e r n  o f  changing energy 
metabolism wi th  depth .  However, many i n d i v i d u a l  i n f a n t s  ( e . g .  
I n f a n t  A, g l o b a l  Pi/ATP 0 . 2 7 )  had f o c a l  a r e a s  o f  impai red  meta- 
bolism a l though u l t rasound and convent iona l  MRS were normal. 

S u p e r f i c i a l  lcm deep 2cm deep 
Ned. Pi/ATP severe  asphyxia 0 .41  0.83 0.95 
Med. Pi/ATP mild/mod. asphyxia 0 . 3 5  0 .45  0.34 
Pi/ATP I n f a n t  A 0 . 3 5  0.72 0 .18  
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