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Resu l t s  o f  language screening i n  a nat ionwide c o l l a b o r a t i v e  study o f  
a v i r t u a l l y  cotnplete year cohort  o f  1330 i n f a n t s  w i t h  a g e s t a t i o n a l  
age <32 weeks o r  w i t h  a b i r t h w e i g h t  o f  <I500 grams werc reported. At  
the  age o f  1 and 2 years the  language itcl i is d c r i v c d  l r0111  t l ~ c  Van 
Wicchcn ncurodcvclopmental assessment and a t  5 ycars t l i c  VTO-lan- 
guage screening t e s t  were used, both v a l i d a t e d  f o r  t l ~ c  U u l c l ~  Ian-  
guage. Language delay was recorded i n  161, 235, and 24% r c s p c c t i v c l y  
a t  1, 2 ,  and S ycars o f  age (co r rec ted  f o r  p r e t c r ~ l l  L i r t l ~ ) .  

I n  a m u l t i p l e  l o g i s t i c  regress ion  ana lys is  a r c l d t i o ~ ~ s l ~ i p  o f  
language de lay  a t  5 years was found w i t h  p e r i n a t a l  r i s k  f a c t o r s :  
l e v e l  o f  pa ren ta l  educat ion,  m u l t i p l e  pregnancy, b i r t t ~ w c i y t ~ t ,  ~t ia lc  
sex, and n e u r o l o g i c a l  s t a t u s  a t  d ischarge.  Both language delay a t  1 
year and a t  2 years were p r e d i c t o r s  f o r  delay a t  the  age o f  5 (OR 
2.2 and OR 2.9) .  D i s a b i l i t y  n o t  due t o  language delay a t  5 ycars o f  
age was r e l a t e d  t o  language delay (OR 3.2). P a r t i c u l a r l y  
d i s a b i l i t i e s  of  mental developn~ent and neurornotor f u n c t i o n  and t o  a 
lesser  ex tc r l t  d i s a b i l i t i e s  o f  v i s u a l  f u n c t i o n  and l ~ e a r i r i g  loss were 
invo lved .  At  5 ycars 12% i s  a l ready a t tend ing  spec ia l  educat ion.  As  
language de lay  i s  a s t rong  p r e d i c t o r  o f  school f a i l u r e  i n  t l te conring 
years a cons iderab le  increase o f  t h i s  percentage i s  expected. 

h l A T E R N A L  DIABETES DOES N O T  DECREASE GLUCOSE A N D  
G1,YCEROL PRODUCTION I N  N O R h l O C L Y C A E h l l C  NE\VUOIlNS. 
A~neca Sunehag, Uwe Ewald. Ian Guslafsson Uppsala Un~vcrs~ ly  C I~~ I i l r c~ i ' s  I losp~la l .  
S wedcn 

Neonatal hypoglycaem~a IS frequently observed fo l low~ng prcgnviclcs co~iipl~calcd 
by d~abetes Thls m ~ g h l  be a result o f  decreased g l ycoge~ io l ys~s lg l uco~~coge~ i cs~s  
caused by neonatal hyper~nsullnenl~a The all11 o f  the study was to III\CS~I~JIC IIIC 
capaclty for product~on o f  glucose and glycerol, a glucose precursor. III lnfanls of  
d~abe t~c  a i d  healthy nlothers 
Subjcclr and methods: E ~ g h l  normoglycaem~c, fasl~ng, tern1 ~nfanis froni dlabclcs 
prcgnancles ( IDDMIGDM) and Iwo control ~nfants were studled al a poslnalal age of  
4-10 h The glucose (GPR) and glycerol producl~on rales (GlycPR) wcrc studled by 
use o f  6.6-'11,-glucose and 2-"C-glycerol The ~sotop~c enr~chnien~s and concenlrallons 
o f  glucose (P-gluc) and glycerol (P-glyc) in plasma werc analyzed l s o ~ o p ~ c  enrlch- 
nicnts wcrc measured by gas chron~atograpliyi~iiass spcctroniclry dur~ng pcr~ods o f  
steady stale and wcrc uscd for calculal~on o f  product~on ralcs 
Ilcsulls: GPR Clycl ' l l  P-gluc P-glyc 

m g k g ' n l ~ n '  pmol kg 'n l ln '  nihf )I h l  
IDDhl IGDhl  5 O t l  3 10414 l 3 010 6 45OL62 
Control 5 010 1 123100  3 510 2 500i71 
Conclur io~l :  Normoglycacm~c ~nfanls o f  d~abeuc mothers have capac~ty for glucose 
and glycerol producl~on, a1 ralcs s ~ n l ~ l a r  lo l l~osc In conlrol ~nfanls 

T l lERhfAL  UALANCE I N  PRETERhl INFANTS NURSED 
I N  A N  INCUDATOR W l T l l  A RADIATI\ 'E I l E A T  SOURCE 
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Rad ia~~ve  Ileal loss IS a niqor source o f  energy loss for prclcrtli 111f.uils nursed ~n 

convect~vely Iicatcd ~ncubators Using a radlarll hood warliicr, wc slud~cd !he cf fcc~ o f  
an isolated change in roof leriipcralurc (T,,,.'C), at stable anlblcn! nlr tcnlpcraiure 
(T,,,"C) iuld l iumid~ly (RII.%), on ttic 1licrnia1 balvicc o f  7 prc!crlli III~LII~S (gcslnl~onnl 
nge 29 (27-33) weeks, b~rlhwclght I485 (948-2356) grams, posinalal age 8 (0-13) d.tys) 

Resplralory water loss (RWL, n i g k g  m~n) ,  oxygen consulnpilori (('0:. 111Ill.g 111111). 
~ransep~dcrmal watcr loss (TEWL,  gin^' h), skin blood flow (Q..?b, ~tlier\,aIl A=lOOO,~). 
skln (T,,"C) and central body ('T,."C) tenlpcralurcs werc cont~nuously i l lon~torcd r\ftcr 
an ~nlerval w ~ l l ~ o u t  acuvc heahng of  Ihc ~ncubator roof (~nterval A), lllc roof was healed 
lo 33°C (~nterval D).  3VC (~ntcr\,al C). v l d  finally 10 39°C (t~~Ierv;l l  D) hlcan values 
for each ~nterval, includ~ng convecllve (I!,, ... W/m2 "K) and rad~ah\.e (I1,,,,W/m: "li) 
hear losses, are glvcn In the table (*= p<O 01. ' =p<O 05, as co~iipared lo ~nlerval 11) 
Jnlerval T,,, I.., R1( T, T, Q. H,,, &,., RWl. 9 ~ :  T& 
A 313 341  50 358  3 6 9  100 2 9 9  4 4  3 6  4.8 8 3  
U 3 4 5 ' 3 3 . 5  51 3 5 9 ' 3 7 0  103 2 2 2 . 6 4  3 7  4 8  7 8  
C 36.6' 3 3 9  50 3 6 2 '  371  1 1 1 '  1 7 5 . 6 1  3 9  4 6  7 7  
D 3 8 6 ' 3 4 3  50 3 6 4 ' 3 7 1  I15 1 1 3 . 5 6  3 5  4 8  7 8  

Conclusion: \Varmlng the ~ncubafor roof rcsulls In a 111arLed decrc;isc 111 radial~vc Ileal 
loss, w ~ l l ~ o u t  m y  s~gn~fic:lnl L~I.LII~C 111 cc~llr,tl body Ieo\I1er.,lilr~.. SLIII l>Iood flat\. 
resplralory water loss, osygcll c o n s u ~ i ~ l ~ t ~ o n  or Ir:u~scp~dcr~~i: i l  \r.ncr 10,s 

\Vc cot~ili.~rcd \lit prognohtlc v;lluc ul'ht.~t~c CIS 111c:1\11rcd 111 Illc III\I 2.1 III ll\ lng ,I 
h~nglc l ~ r c ; ~ l l ~  alrw;ly occlusion Icchn~qt~o (LC SUIIC~ c l  ;II. AIII Rev I:c*p 111\ I0S.l: 
I?!, 552.6)  w ~ t l i  Ilic;tn FiO? III l l ~ c  f ~ r r l  I ?  Ilr i!l .IS \ c ~ i ~ ~ l . ~ t c i l  11c\\lio111 ~tll.lnl\ 01 
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ducto~a' \ 1\u;11 callril;ilc\ ul' Ic\(ilr.lloly c u ~ ~ i p l ~ . ~ ~ l c c  (I) L I \ I I I ~  ,I ~I\II,II .II~.II~~IIC 
\c.~le I.I~.I~~&!IIc CI\) :111tl 1111 lh,~\cil OII l l i c~ r  ;1\\c\\tiic111~ t1ft1~1.11 \~IIIIIIC (Vt CI,) 
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I lnderly~np ~ I : I ~ I U ~ C \  w ~ t t  Ii\.\lltr< ~ i i r . ~ r i h ~ . ~ ~ r c  dt\c.iw ( I ? ) .  asphy\~.i (101. mccontilni 
asplrnlloli (2). 111:1tt11ial d~.~l,r.ir.* I l r I I V~ I~ I~ \  I I )  n~i t l  h y p ~ p l a s ~ ~ c  111t1g\ t 1 1  3 hahlr\ had 
no ,>II\,IoII\ C~II\L. I "1'1:("'1 2 7  l,.ll,~r\ !<~ , rc  \e~i l~ l .~ l r .d 
H t ~ ~ l l l \  V;B~II~\ c.111 I)c II>IIIII.IIICLI \ \ 1 1 1 1  IOIII 901h LL.IIIIIU I.III)?~\ IIC~III I i~ .~ l lhy  IIC\VI~LIIII\ -- 
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I' < n ot p < o 005  
4 hahie\ had I.\'O < 100nilrlLp'ni1t:. .~nd all 3 ctlt'd 6'7 hnhle\ w ~ t h  SVI < Iml /kg died. 
C~III(.~II\~~III I.<,\\ 1.\'0 .ITI~ \ ' I  p~c t l~ i t c ( l  \ ~ ~ I ~ w q t ~ c n i  drnth In hahie\ \v11l1 I'TC. and 15 

r l i v  I ~ r t i  I ~ ~ I I I I I I  1-lie clu\e 11111 1 0  O I I I C O I ~ ~ ~  I\ ~ ~ o h n h l y  hrcause 

CI IARACTERIZATION O F  A SP-A-BINDING PnOTElN AT THE CELL 
MEMBRANE OF TYPE 11 PNEUMOCYTES WITH THE USE O F  AUTO- 
A N T I D I O N P I C  ANTIDODIES Paul  A Slovcns. Vcr Me~enre~s-Sudnu.  Dcrnd 
Rustow Depl  of Neonatology and  l n s l ~ l  of Palhologlcal and  Cl~nical  
B ~ o c h e m ~ s l r y ,  Humboldl  U n ~ v e r s ~ l y ,  Char~ te  Hosp~ la l .  B e r l ~ n  
ln le rac l~on  of oxlracollular lung surfoclanl-spec~f~c prololn SP.A w ~ l t ~  typo II 
pneumocyles IS lnvolvod In modu la l~ng  alveolar surfactant metabolism SP-A 
enhances uplake and  subsequenl recycling of surfaclanl lowards lamellar 
bod~os ,  the secrelory organelles of Ihe  type II cells I I  1s also lnvolved In 
rogulallng surfaclanl secrotlon by lhese cells 
The nalure of the lype II cell componenl(s) lnteractlng w ~ l h  SP-A has been 
unclear Afler ~mmunlz lng mlce w ~ l h  SP-A we developed a panel of  anll-SP-A 
anl~bodies as  well as  two monoclonal ant ibod~es (mAbs) agalnst lype II 
pneumocyte cell membrane components (bul  not SP-A) In v ~ t r o  ~mmunlzat lon 
w ~ l h  these mAbs  produced anll-SP-A antlbodles, dernonslrallng Ihe  aulo- 
a n l ~ ~ d ~ o l y p ~ c  nalure of the mAbs 
W ~ l h  I h e  use of l hese  mAbs w e  ~ d e n l ~ f i e d  a speclflc S P - A - b ~ n d ~ n g  proleln ( M W  
180-210,000) o n  lype II pneumocyte cell membranes As shown by 1- and 2-D 
gel  electrophoresis, thts prolein conslsts 01 subun~ts.  M W  55.000 (B~ochemical  
charac le r~za l~on  of Ihe  proleln and 11s subun~ts  w ~ l l  b e  presenlcd ) Our results 
lnd~ca le  lha l  lh is  p r o l e ~ n  may b e  lnvolved In surfaclanl melabollsm regulat~on 
Supporled by  DFG Granl  Sle 45911-1 and BMFT Prolecl "R~s~koncugeborcncs"  
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