
003 1-399812403-0405$02.00/0 
PEDIATRIC RESEARCH 
Copyright O 1988 International Pediatric Research Foundation, Inc. 

Vol. 24, No. 3, 1988 
Prinfed in U.S.A. 

EUROPEAN SOCIETY FOR PAEDIATRIC GASTROENTEROLOGY 
AND NUTRITION (ESPGAN) 

Abstracts selected for presentation at  the 
XXI Annual Meeting of ESPGAN, Copenhagen, Denmark 

19-21 May, 1988 

eWK2E I N  MUO3AL M3RF'lDLO.X AND THE RATE OF CRYPT 
CELL E l E W A L  INl3JCED BY A MEIIIATED IMUNE 

R. Cunha Ferreira 6 T.T. MacEonald 
Dept.Paediatric Gastroentero logy ,St .~ lamew's  Hospita1,london 

T-cells i n  explants of human foetal d l  intestine (17-22 wk old) 
i n  organ culture were activated i n  s i t u  with a T-cell mitogen 
(m) or  monccloml anti-3 (T-cell) -antibody to directly t e s t  the 
hypothesis that  activated T-cells play a role i n t h e  developnent 
of entempthy i n  human small intestine. On days 1,3 and 5 pst- 
-activation, crypt cell production ra te  was measured by colchicine 
induced metaphase arrest ,  and villous height and crypt depth were 
direct ly measured a f te r  microdisscction. T-cell activation i n  
intest inal  explants o c m e d  only i n  the lamina propria and was 
associated with crypt hypertro@y, short v i l l i ,  and an increased 
ra te  of extrusion of enterccytes fran the villous tips. The ra te  
of crypt epithel ial  cell production was increased 10 - 20 fold 
c a p r e d  with control cultures. These effects  were not seen a t  
day 1, peaked a t  day 3, and were still present a t  day 5. I n  
younger fe ta l  intestine which contains few T-cells, addition of 
!AM o r  anti-3-antibody only el ici ted minor changes in m w s a l  
mrphology. These a p r i m e n t s  shckv that  activated T-cells can 
cause changes in epithelial cell renewal i n  the human small 
intestine similar to those seen i n  a Nmnber of cl inical  
enteropathies. This human m x k l  is easily maniplable i n  organ 
culture and should enable the dissection of the medzanisms 
underlying such changes. 

ANTIBODY DEPENDM CELL-XEDIATD CYnmlXIC ACTIVITY IN INFANTS NITH 

1. Inst.Clin.Immunol., University of Bteborg, 2. Dept.Psediatrics, 
HGlndal, 3. Phamacia Diagnostics AB, Uppsala, Sweden. 

In the present study antibcdy dependent cell-mdlated cytotoxicity I W )  
against hetalactaglabulin (BLGI was evaluated in infants with cow's milk protein 
intolerance (CUP11 as compared to infants with coeliac disease (CDI and healthy 
controls. 
=: Sera from patients were tested in an ADCC assay with lymphocytes from 
healthy adults as effector cells, and as target cells utologous papainized ery- 
throcytes coated with (BIG1 using CrCl . A standard 5fCr release technique was 
used in the assay. The mC-titces wer2related to the ELISA-titres far I*- and 
IgA-antibodles against BLG. 
Patienh: CMPI; Late reactions, failure to thrive and villous atrophy n=8(AI; 
Acute reactions, skin- and gastrointestinal sy.pt0.s ne(B1; Aate reactions, 
skin symptoms only, n=8(C1 CD; untreated n=9(DI; treated n=9(EI. Healthy controls 
n=lO(F). 
Results CUP1 A B C C D D  E Controls F 

+ + + + + 
(mean) M C C  6.58z3.31 5.86-1.14 2.06-1.33 2.88-0.99 1.13-0.33 0.91-0.29 

BLG-IgG 211 162 63 262 226 126 
BLG-IgA 242 57 32 1738 318 193 

The MPI-group with gastrointestinal spptms, irrespective of late or acute 
type, showed increased RDCC-titres -pared with controls and the MI-group with 
skin symptoms only. The ADCC-titres in CUP1 patients with gastrointestinal synp- 
t m s  were found to correlate significantly with ELISA-titres against BLG for 1 6  
(p<0.0011. In contrast CD have low MCC-activity, despite high antibody levels 
against BLG. According to the results, M C C  may be a immunopathologic mechanism 
in gastrointestinal CMPI. 

RELATIONSHIP BFIWEEN E. c o l i  CDKNISATION FACPOR I 
3 SPECIFIC SCREIDRY IqA I N  IN MMILK AND SALIVA 

I( A Natha~i thar .3~ ,  D Catty, A S McNeish 
I n s t i t u t e  of  C h i l d  ~ e a l t h  and Department of 
Inmmlcqy, University of Binringham, UX. 

The concept of a ''m mum1 irmPlne system" explains the 
presence of specific secretory IgA antibodies a t  s i t e s  d i s t a l  t o  
the gastrointestinal t rac t  f o l l m i n g  antigenic st imulat ion of 
t h e  human gut. The aim of t h i s  study was t o  determine t h e  
r e l a t i o n s h i p  between human milk and s a l i v a r y  secretory IgA 
(SIgA) s p e c i f i c  t o  c o l o n i s a t i o n  f a c t o r  I (CFA/I) of  
Entcrotaxigcnic l?.wli. 

Enzyme linked inmunosorbant assays were developed a) for  the 
quantitation of SIgA and b) for the detection of CFA/I specific 
SIgA i n  human milk and sa l iva .  Paired specimens of milk and 
s a l i v a  obtained from S r i  Lankan (401, Asian immigrants t o  UK 
(1'2) and caucasian UK (45) women were analysed using t h e  above 
mthorlolcgy. 
The percentage p o s i t i v i t y  of CFA/I s p e c i f i c  milk SIgA i n  S r i  
Lankan and Asian imnigrant wnk?n were 40% and 33% respebively. 
CFA/I spec i f ic  s a l i v a r y  SIgA i n  these two groups were 45% and 
42% respxtively.  No mA/I specific SIgA was detected in milk 
and sal iva £ran caucasian UK warn% There was gccd correlation 
(r = 0.56, p<0.01) between CFA/I s p e c i f i c  SIgA i n  breas t  milk 
and sal iva fran Sr i  Lankan and Asian W g r a n t  wmen. 

These findings, i n  addition to suFporting the existence of an 
entero-mamnary l ink in SIgA @uction, a l s a  provide evidence 
for  the wncept of a ''canmn -1 imrune system". 

4 NXtWU AM) ADULT MICE DIFFEX I N  WEIR IMN3 ESKNSS 
1 0 Q J r ~ A N T I m  
S Strrbel, W Ram, W Turner 6 Fil Levinsky 
Dept Emumlcgy,Irrst of Child Health,- WlN lQi,W. 

We have previously shsm that oral toleranm (m) cannot be im3!ced in 
newtorn mice fed with o~lbunin  (OA) at a dceage (Irpg/g wigM) kmm 
to in&= systamic inmune w r e s p i s i v a k w  in a&lt animls (1). We 
have also rhmstrated that adcptive transfer of serum mllected 1 h r  
after feeding Q9 in&- anti~n-specific su~press i cm of sp-c [ml 

respnse in adult mice (2). Iha at- of neonatal i-ian cculd 
be res-ible for clinical food hype-itivity since this is mt 
comrnn in infancy. ?he d r l y i n g  m p h a n h  my be &e to imraturity 
of the i m e  system a d o r  the failure oE the antigen precessing by 
the gut. In cur s t d i e s  ~ p o u ~ s  (n=6-10) of a t  and neanatal W C  
mice, including apprcpriate w n a t m e d  mtro ls ,  were used. Senn 
cnllected 1 hr after feeding OA, to adult mi08 w ~ s  transferred (5kVg 
wei@t) to mice agrd 1, 3 ad 42 Qys. Recipients wre innunised with 
WCFA 4 weeks later. Systemic inrmne responses wre  maswed 3 weeks 
after i m i s a t i m .  Ihe results s t m  that systemic [ml respnses were 
significantly w r e s s e d  (60%) in a t  mice (pt0.01). In contrast, 
necnatal mice did not shcw suppresicn of [ml respnses (p>0.5). 
Ccnclusicns: ? h e  findings suggest that W t m i t y  of the antigen 
~oorss ing  capacity of the wt is not the sole factor underlying the 
prwentim of OT i h c t i m  in neonates. ?he innaturity of the gut 
aswriated a d o r  systanic h m a  system is protably m e  i p r t a n t .  
1. S Strobel a. Paediatr R e s  (1984); 18:588. 
2. S Strobel e. Itmunology (1983); 49:451. 
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